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PREFACE 


GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis  and 
Metabolic  Diseases.   This  specialized  information  medium  has  been  initiated  to  fill  an  existing  great 
need  in  the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster 
and  support  laboratory  and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the 
gastrointestinal  tract. 


Publication  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available 


citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  published  throughout 
world.  Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of  gast roenterolo 
have  accompanying  abstracts. 


the 
ogy 


The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National  Institute  of 
Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and  will 
facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.   The  number  and  great   _ 
diversity  of  publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service 
be  available  to  investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum 
of  delay   Our  aim  is  to  provide  the  readers  with  a  readily  systematized  compilation  of  current  published 
work.   The  publication  will  provide  the  greatest  usefulness  if  these  interested  investigators  will 
contribute  their  ideas  and  comments  for  consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and  abstracts  from 
the  biomedical  world  literature  as  they  are  currently  received.   In  addition,  yearly  cumulated  subject 
and  author  indexes  are  published. 

This  publications  is  available  free  to  National  Institutes  of  Health  grantees  and  contractors  working  in 
the  field  of  gastroenterology  and  libraries  of  medical  schools.   Requests  from  these  qualified 
individuals  to  receive  free  copies  of  this  publication  must  include  their  grant  or  contract  number  and 
the  title  of  their  project.   These  requests  as  well  as  address  changes  and  other  communications  should 
be  addressed  to: 


Scientific  Communications  Office 
Gastroenterology  Abstracts  and  Citations 
National  Institute  of  Arthritis  and  Metabol 
National  Institutes  of  Health 
Bethesda,  Maryland  20014 


i  c  Diseases 


Other  individuals  and  libraries  may  receive  this  publication  by  subscribing  directly   to  the  Superintendent 
of  Documents,  U.S.  Government  Printing  Office,  Washington,  D.C.  lOkOl.      Subscription  priceper  year  in 
the  United  States,  Canada,  and  Mexico,  $16.00;  foreign,  %h .00   additional;  and  $1.25  for  a  single  copy. 
Payment  is  required  in  advance,  and  check  or  money  order  should  be  made  payable  to  the  Superintendent 
of  Documents. 
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Journal  names  are  abbreviated  according  to  the  list  of  abbreviations  used  by  Irdex  Mediaus 
For  journals  not  covered  by  Index  Medians,    the  abbreviations  (with  some  modifications)  found  in  World 
Medical  Periodicals,    3rd  Edition,  are  used. 
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PRE-CLINICAL  SCIENCES 

MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


5lt01      PENICILLAMINE  INDUCED  CHANGES  IN 

GROWING  RATS.   II.   LIVER  PARENCHYMAL 
CELL.   (E.)   Riede,  U.  N.  (Univ.  Pathol.  Inst., 
Basel,  Switzerland),  M.  Roth,  J.  J.  Molnar,  L. 
Blanch!  and  H.  P.  Rohr.  Experientia   27  (7)  :79't-797 , 
1971. 

The  effect  of  chronic  penicillamine  administration 
(200  mg/day  for  7  weeks)  on  liver  cell  ultra- 
structure  was  studied  stereometr ical ly  in  male 
Wistar  rats.   A  marked  difference  in  body  weight 
increase  was  observed  between  pen ici 1 1  ami ne-t reated 
rats  (251)  and  untreated  controls  (125%).   While 
there  were  no  changes  in  either  rough  or  smooth 
endoplasmic  reticulum,  lysosomes,  bile  canal iculi 
or  microvilli,  microbodies  and  mitochondria 
seemed  to  be  enlarged,  the  latter  showing  numerous 
cristae  and  an  unaltered  electron  density  of 
their  matrix.   The  surface  density  of  the  mito- 
chondrial outer  membranes  and  cristae  were  aug- 
mented 68%  and  2>k%,    resp.,  as  determined  by 
morphometric  analysis.   The  effect  of  penicillamine 
on  mitochondrial  cristae  may  represent  defective 
compensation  of  inefficient  membrane-bound 
enzymes  resulting  in  a  lack  of  cell  energy, 
triggering  the  growth  of  mitochondria  and  the 
formation  of  new  cristae. 


5't02      INNERVATION  OF  THE  LIVER  AND  BILE  DUCTS. 

(Pol.)   Stelmasiak,  M.  (Med.  Acad. 

Inst.  Human  Anat.,  Lublin,  Poland)  and  L.  Kurylcio. 

Folia  Morphol.    (Warsz.)    30(2) : I69-I8I ,  1971. 

The  position,  nerve  composition  and  distribution 
of  terminal  branches  of  the  hepatic  plexuses  were 
studied  in  173  human  cadavers.   The  anterior 
hepatic  plexus  which  is  located  within  the 
hepatoduodenal  ligament  is  composed  of  branches 
from  the  posterior  and  anterior  (0.09%  and  98.84%, 
resp.)  trunks  of  the  vagus,  branches  of  the  main 
nerves  of  the  smaller  curvature  of  the  stomach 
(9.25%  from  the  anterior,  5.20%  from  posterior), 
bundles  of  fibers  from  the  splanchnic  branch  (100%) 
of  the  posterior  trunk  of  the  vagus  and  branches 
of  the  splanchnic  plexus  (100%).   The  posterior 
hepatic  plexus  which  is  located  behind  the  portal 
vein  is  composed  of  fibers  of  the  splanchnic 
branch  of  the  posterior  vagus  trunk  (100%)  and 
branches  of  the  splanchnic  plexus  (100%).   The 
anterior  and  posterior  hepatic  plexuses  supplied 
the  liver,  bile  ducts,  pyloric  segment  of  the 
stomach,  head  of  the  pancreas  and  descending 
arms  of  the  duodenum.  Among  the  branches  of  the 
posterior  plexus  were  the  nerves  of  the  common 
bile  duct  which  almost  always  ran  along  the 
posterior  surface  of  the  duct  as  far  as  the 
hepatopancreat ic  ampulla.   The  practical  signifi- 
cance of  these  studies  for  surgery  is  stressed 
(especially  denervation  methods  of  different 
organs  or  segments). 


5'»03 


CORRELATION  BETWEEN  HISTOLOGICAL  AND 
BIOCHEMICAL  PARAMETERS  OF  ISOLATED 


PERFUSED  RAT  LIVER.   (E.)   Oomen,  H.  A.  P.  C. 
(U.  Amsterdam  Dept.  Pathol.  Anat.,  Netherlands) 
and  R.  A.  F.  M.  Chamalaun„  Virahovs  Arch. 
[Zeltpathol.]   8(1 )  :2'43-251  ,  1971. 

A  comparison  was  made  of  the  biochemical  and 
morphological  findings  observed  in  23  isolated 
perfused  rat  livers  in  which  nitrogen  metabolism 
was  studied.   In  1  ^t  of  the  23  liver  perfusions 
there  was  a  satisfactory  correlation  between 
biochemical  and  histological  evaluation,  with  the 
best  correlation  being  obtained  in  livers 
characterized  as  excellent  and  bad  (on  the  basis 
of  histological  and  biochemical  data).   Dis- 
crepancies between  the  2  evaluations  were  found 
in  9  livers;  in  8  cases  according  to  one  qualifica- 
tion and  in  one  case  according  to  two.   In  8 
cases  slight  histological  changes  were  already 
present  without  perceptible  deterioration  according 
to  biochemical  criteria.   After  short-term  per- 
fusion (90-120  min)  it  was  possible  to  observe 
distinct  structural  and  cellular  transformation 
by  routine  microscopy  of  2  y  sections  stained 
with  hematoxy 1 in-eosin,  periodic  acid  silver 
methenamine  and  phosphotungst ic  ac id-hematoxy 1  I n. 
Histology  Is  seemingly  useful  In  evaluating 
liver  condition  during  perfusion. 


5A0'*      THE  RESPONSE  OF  THE  RETICULOENDOTHELIAL 

SYSTEM  TO  SKIN  TRANSPLANTATION.   THE 
CELLULAR  BASIS  OF  HEPATOSPLENOMEGALY  IN  MICE 
BEARING  SKIN  GRAFTS  AND  ITS  S I GN I F I CANCEo   (E.) 
Gotjamanos,  T.  (U.  Adelaide  Dept.  Surg.,  Microbiol. 
Australia).  Aust.    J.    Exp.    Biol.    Med.    Soi. 
't9(3):259-270,  1971. 

The  basis  and  significance  of  cellular  changes 
of  liver  and  splenic  enlargement  were  studied  in 
Balb/c  mice  bearing  skin  grafts.   Mice  bearing 
either  h   cm^  allografts  as  well  as  massive 
allografts  or  isografts  developed  enlarged 
livers  due  to  hepatocyte  hypertrophy  rather  than 
increased  cell  proliferation.   The  most  prominent 
alteration  in  hepatocyte  fine  structure  In  mice 
with  't  cm^  allografts  was  a  large  increase  in 
amount  of  rough-surfaced  endoplasmic  reticulum 
distributed  in  inter-  and  per imi tochondr ial  posi- 
tions with  many  ribosomal  strands  closely  opposed 
to  the  mitochondrial  membranes.   RNA  concentration 
in  allografted  and  isografted  mice  was  19-26% 
greater  than  controls.   Liver  RNA  concentrations 
were  also  different  relative  to  controls,  whereas 
no  difference  was  observed  between  allografted 
and  Isografted  mice.   Histological  changes  in 
mice  bearing  't  and  8  cm^  allografts  showed 
increased  (above  normal)  hematopo ies I s  up  to  the 
time  of  rejection,  generalized  enlargement  of 
lymphatic  nodules  and  germinal  center  formation. 
Spleens  from  mice  bearing  k   and  8  cm^  isografts 
showed  little  change  in  lymphatic  nodules  with 
no  germinal  center  developmemt.   Intense  hemato- 
poiesis  was  observed  (mostly  erythropoietic  as 
opposed  to  the  granulopoiesis  of  allografts). 
Hepatomegaly  and  increased  RNA  production  seem 


11' 


6'»3 


MORPHOLOGY,  CELLULAR  STRUCTURE  AND  11 1  STOCflEMI  STRY 


to  result  from  both  increased  amounts  of  purines 
needed  to  sustain  cellular  proliferation  in 
lymphoid  tissue  and  plasma  proteins  (a  and  B 
globulins  and  fibrinogen).   Splenic  enlargement 
seems  to  result  from  hematopoies i s  resulting 
from  blood  loss  due  to  surgery  in  the  case  of 
isografts  and  a  granulocytic  polymorphonuclear 
response  needed  to  remove  dead  tissue  in  the  case 
of  al lograf ts. 


5i405      THE  CAUSE  OF  PANCREATIC  ENLARGEMENT  IN 

RATS  FED  RAW  SOYBEAN.   (E.)   Beswick, 
I.  P.  (Roy.  Free  Hosp. ,  London),  R.  C.  Pirola 
and  I.  A.  D.  Bouchier.  Br.    J.    Exp.    Pathol.    52(3): 
252-255,  1971. 

The  mean  pancreatic  weight  was  higher  in  animals 
that  were  given  a  raw  soybean  diet  than  in  control 
animals  (soybean  heated  to  inactivate  the  trypsin 
inhibitor).   Microscopic  examination  revealed 
that  the  exocrine  secretory  acini  and  their 
component  epithelial  cells  in  the  rats  fed  raw 
soybean  diets  were  larger  than  in  controls, 
although  there  was  no  apparent  difference  in  the 
zymogen  content  of  the  glands.   There  was  a 
greater  mean  acinar  cross  section  with  a  wider 
range  for  the  test  pancreas  (fi.'t  mm)  than  for 
the  control  ('t.3  mm).   The  acinar  cells  contained 
within  a  dh   cm^  square  were  systematically 
counted  from  photomicrographs  and  revealed  that 
the  ratio  of  the  number  of  acini  in  control 
versus  test  glands  in  the  square  was  1.9:1.   The 
larger  size  of  acinar  epithelial  cells  in  the 
test  pancreas  permitted  fewer  cells  to  be  present 
in  each  6^4  cm^  square  counted.   The  gland 
apparently  enlarged  because  of  hypertrophy  of  the 
acinar  cells  and  not  hyperplasia. 


5/406      THE  HUMAN  PARIETAL  CELL  BEFORE  AND 
AFTER  PENTAGASTRIN  STIMULATION.   A 
QUALITATIVE  AND  OJJANTITAT I VE  ULTRASTRUCTURAL 
STUDY.   (Fr.)   Frexinos,  J.  (Purpan  Hosp., 
Toulouse,  France),  M.  Carballido,  A.  Louis  and  A. 
Ribet.  Arch.    Fr,    Mai.    App.    Dig.    60 (3,  Suppl .  1): 
57-70,  1971. 

An  ul trastructural  study  was  made  of  parietal 
cells  obtained  by  aspiration  biopsy  before  and 
after  administration  of  pentagastrin  (6  yg/kg 
infused  over  1  hr)  to  15  subjects.   After  infusion 
of  pentagastrin  about  95^  of  the  parietal  cells 
showed  marked  increases  in  the  number  of  microvilli 
and  plasmalemmae  on  the  apical  and  canalicular 
surfaces  and  decreases  in  the  number  of  tubular 
vesicles  which  were  located  almost  exclusively 
on  the  edges  of  the  canal iculi.   Many  Golgi 
complexes  were  dilated  and  an  increase  occurred 
in  the  number  of  folds  in  the  basal  membrane. 
About  5%   of  the  parietal  cells  were  similar  to 
those  seen  before  administration  of  pentagastrin. 
Quantitative  studies  of  parietal  cells  performed 
on  5  normal  subjects  confirmed  that  significant 
changes  had  occurred  in  the  number  of  tubular 
vesicles  and  microvilli,  but  in  3  subjects  no 


increases  were  found  in  the  number  of  mitochondria 
or  canal iculi  and  no  decrease  was  found  in  the 
hyaloplasmic  space. 


5'407      CELLULAR  LOCALIZATION  OF  GROUP  I 

PEPSINOGENS  IN  HUMAN  GASTRIC  MUCOSA  BY 
IMMUNOFLUORESCENCE.   (E.)   Samloff,  I.  M. 
(Harbor  Gen.  Hosp.,  Torrance,  Calif,). 
Gastroenterology   61  (2) : 185-1 88,  1971. 

Group  I  pepsinogens  have  been  localized  to 
granules  in  chief  and  mucous  neck  cells  in  human 
fundic  mucosa.   It  \-ias   not  possible  to  conclude 
that  all  group  I  pepsinogens  are  present  in  each 
cell  type,  since  the  antibody  has  been  previously 
shown  to  react  with  group  I  pepsinogens. 
Specific  fluorescence  in  fundic  mucosa  was 
limited  to  chief  and  mucous  neck  cells.   Demon- 
stration of  fluorescent  granules  in  mucous  neck 
cells  indicate  they  contain  group  I  pepsinogens 
and  further  indicates  the  mucous  neck  cell  is  the 
precursor  to  the  adult  chief  cell.   It  is  unlikely 
that  pepsinogens  are  synthesized  elsewhere,  then 
stored  in  the  mucous  neck  cells.   The  finding 
that  zymogen  granules  had  a  central  unstained 
core  in  both  chief  and  mucous  neck  cells  was 
confirmed.   Pyloric  gland  cells  were  consistently 
nonf luorescent  indicating  they  do  not  contain 
group  I  pepsinogens. 


5(408      STUDY  OF  SOME  ENDOCRINE  CELLS  FROM  THE 

JUNCTION  BETWEEN  THE  GLANDULAR  AND 
NONGLANDULAR  REGIONS  OF  THE  STOMACH  BY  SILVER 
IMPREGNATION,  FLUORESCENCE,  AND  ELECTRON  MICROS- 
COPY.  (Fr.)   Lefranc,  G.  (Sch.  Med.,  Nantes, 
France),  A.  L'Hermite,  G.  Pradal  and  J.  Tusques. 
C.    R.    Soa.    Biol.    (Paris)    1  6'4 (1  0)  :21  21 -21 37,  1970. 

In  adult  mice  the  epithelial  side  of  the  junction 
between  the  glandular  and  nonglandular  stomach 
contained  a  large  number  of  small  cells  which 
had  a  yellow  fluorescence  when  stained  with 
formaldehyde  gas  at  80°  C.   In  contrast  to 
mucosal  mast  cells  which  have  been  previously 
described,  these  cells  were  located  within  the 
glands  and  had  staining  properties  similar  to 
endocrine  cells;  these  cells  were  argentaf f in ic 
but  not  argyrophi 1 ic.   When  mice  were  given  L- 
dihydroxyphenylalanine  (L-DOPA;  lOOmg/kg  i.p.), 
cells  at  the  glandular  edge  of  the  junction 
developed  a  strong  yellow  fluorescence  by  taking 
up  and  decarboxylating  L-DOPA.   These  cells, 
which  are  considered  argyrophilic  but  not 
argentaff inic,  belong  to  the  group  of  entero- 
chromaff in-1 ike  cells  and  vjere  generally  located 
inside  the  basal  membrane  of  the  gland  and  not 
in  the  lumen. 


5^409      PRONASE  METHOD  FOR  ISOLATION  OF  VIABLE 

CELLS  FROM  NECTURUS  GASTRIC  MUCOSA. 
(E.)   Blum,  A.  L.,  G.  T.  Shah,  V.  D.  Wierbelhaus, 

F.  T.  Brennan,  H.  F.  Helander,  R.  Ceballos  and 

G.  Sachs  (U.  Alabama  Med.  Ctr.,  Birmingham). 
Gastroenterologii   61  (2) :  1  89-200,  1971. 
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Viable  cells  of  stripped  Necturus  gastric  mucosa 
were  preparea  by  incubation  with  0.175'3  pronase 
solution  in  a  shal<ing  water  bath.   Intact  isolated 
cells  were  round,  oval  or  pear  shaped;  irregular 
cells  were  nonviable  in  viability  tests.   Four 
cell  types  were  recognized:   large  (35-70  y 
diameter)  cells  with  dark  cytoplasm  and  small 
granules,  similar-sized  cells  with  translucent 
cytoplasm  and  large  and  small  granules,  small 
(20-'(0  U  diameter)  cells  with  translucent  cytoplasm 
and  sparse  granules  and  cells  of  similar  shape 
which  had  on  their  surface  rows  of  beating  cilia. 
Cells  with  a  positive  succinic  dehydrogenase 
stain  (oxyntic  cell  identification)  were  rare  in 
early  cell  collections  but  represented  more  than 
301  of  the  cell  population  in  late  collections. 
In  dye  exclusion  tests  cell  suspensions  containing 
more  than  30?o  of  oxyntic  cells  were  more  than 
90^  viable.   Oxygen  consumption  of  cell  suspensions 
was  greater  than  that  of  stripped  Necturus  fundic 
mucosa.   The  water  content  of  isolated  cells  was 
80.2?^  of  tlieir  wet  weight  and  sodium  and  potassium 
concentrations  in  cell  water  were  lik.2   and  66.6 
mM,  resp.   The  t ransmembranal  potential  of 
isolated  cells  was  hk   mv ,  similar  to  that  obtained 
for  intact  mucosa. 


S'tlO      EFFECT  OF  ASPIRIN  AND  RELATED  COMPOUNDS 

ON  THE  FINE  STRUCTURE  OF  MOUSE  GASTRIC 
MUCOSA.   (E.)   Hingson,  D.  J.  (U.  California  Med. 
Ctr.,  Los  Angeles)  and  S.  I  to.  Gastroenterologn 
61(2):156-177,  1971. 

Distinctively  injured  gastric  surface  mucous  cells 
and  damaged  areas  were  found  in  all  22  mice 
following  brief  exposure  to  20  mM  aspirin  solutions 
in  1,  10  or  100  mN  HCl.   Cellular  pathology, 
which  included  cellular  swelling  and  disruption, 
nuclear  enlargement,  and  mottled-appearing 
cytoplasm,  was  detectable  within  1  or  2  min  of 
test  solution  administration.   With  the  electron 
microscope  reaggregat ion  and  redistribution  of 
the  nuclear  cliromatin  were  among  the  first  indica- 
tions of  damage.   Nuclear  sap  also  became  more 
coarsely  aggregated.   In  the  cytoplasm,  ground 
substance  density  progressively  decreased.   Though 
the  mucous  granules  were  less  uniformly  clustered, 
they  were  not  morphologically  altered.   Cytoplasmic 
vacuolization  and  plasmalemmal  irregularities 
were  also  seen.   However,  cell  junctions  and  most 
of  the  membranous  organelles  in  the  cytoplasm 
remained  structurally  intact  during  the  early 
phase  of  injury.   Within  10  min  of  exposure  to 
the  aspirin  solution  the  damaged  surface  mucous 
cells  lysed  in  situ  were  accompanied  by  denuded, 
underlying  capillaries.   The  cellular  and  sub- 
cellular pathology  following  acetic,  benzoic  and 
salicylic  acids  closely  resembled  that  produced 
by  aspirin. 


5'*11      STRUCTURE  OF  THE  MUSCULARIS  PROPRIA  AT 

THE  TRANSITION  BETWEEN  THE  SMALL 
INTESTINE  AND  MECKEL'S  DIVERTICULUM.   (Ger.) 
Reck,  W.  (U.  Mainz  Anat.  Inst.,  Germany).  Anat. 
Am.    128(3):285-287,  1971. 


Layer  analysis  of  longitudinal  and  circular 
fibers  revealed  2  triangle  shaped  muscle  gaps 
resulting  from  a  rearrangement  of  the  muscular 
structure  in  this  area.   These  represent  weak 
points  In  the  Intestinal  wall  and  could  be 
responsible  for  mucosal  hernias  at  this  site. 


5'(12      MUSCULAR  HYPERTROPHY  AND  H  I  STOCIIEM  I  STRV 
OF  NEURAL  STRUCTURES  IN  ANTIPERISTALTIC 
SEGMENTS  OF  THE  SMALL  INTESTINE  IN  ANIMAL 
EXPERIMENTS.   (Ger.)   Hill,  IC.  (Univ.  Pathol. 
Inst.,  Mainz,  Germany)  and  S.  Hofmann.   Z. 
Gesante  Exp.    Med.    1  5't(2) :  1  51 -1  6'i,  1971. 


The  length  of  antiperistaltic 
lower  Ileum,  5  and  10  cm  long, 
uncha.nged  after  12  months,  but 
dilatation  of  the  intestine  fo 
front  of  the  proximal  anastomo 
ness  of  the  Intestinal  muscula 
front  of  this  anastomosis.   Bo 
and  circular  muscles  were  hype 
month  In  all  antiperistaltic  s 
after  9-12  mo.  hypertrophy  was 
in  circular  muscles  In  5-cm  se 
longitudinal  muscles  In  10-cm 
studies  demonstrated  that  hype 
from  increases  in  the  size  of 
cells.   No  changes  were  found 
in  antiperistaltic  segments. 


segments  of  the 
in  dogs  remained 
a  spindle-shaped 
rmed  behind  and  in 
sis  and  the  thlck- 
ture  Increased  in 
th  longitudinal 
rtrophic  after  1 
egments.   However, 

most  pronounced 
gments  and  in 
segments.   HIstologi 
rtrophy  resulted 
individual  muscle 
in  nerve  structures 


5'tl3      A  COMPARISON  OF  THE  MORPHOLOG^'  OF 

LIPID  ABSORPTION  IN  THE  JEJUNUM  AND 
ILEUM  OF  THE  ADULT  RAT.   (E.)   Jersild,  R.  A., 
Jr.  (Indiana  U.  Med.  Ctr.,  Indianapolis)  and 
R.  T.  Clayton.  Am.    J.    Anat.    1 31  C*)  :'t8l -503,  1971. 

Morphological  aspects  of  lipid  absorption  were 
compared  In  the  jejunum,  mid-  and  terminal  Ileum 
after  physiological  fatty  chyme  was  Injected 
into  1 Igated  segments  of  each  of  the  Intestinal 
regions  In  fasting  rats.   In  the  mid-ileum,  the 
absorptive  pattern  was  similar  to  that  In  the 
jejunum.   In  cells  along  the  distal  portion  of 
the  villus,  numerous  fat  droplets,  200-300  my  In 
diameter,  were  present  within  membrane-bound 
profiles  of  endoplasmic  reticulum.   The  cisternae 
of  the  Golgl  apparatus  were  extensively  dilated 
with  droplets  which  showed  evidence  of  coalescence. 
In  the  terminal  ileum,  following  30  min  of  exposure 
to  chyme,  absorbed  cellular  lipid  was  present 
primarily  In  the  form  of  large,  free  matrix 
droplets.   Droplets  In  the  endoplasmic  reticulum 
were  smaller  and  fewer  In  number  In  this  group. 
Transport  of  absorbed  lipid  is  apparently 
considerably  less  In  the  terminal  ileum.   This 
morphological  pattern  appears  to  correlate  with 
a  reduced  synthesis  of  triglycerides  In  the 
terminal  ileum.  Triglyceride  synthesis  and  the 
formation  of  membrane-bound  droplets  are  probably 
related  events  as  they  normally  occur  in  the 
upper  small  intestine. 


i 
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S>^]k  CELL  CONTACTS  IN  DUODENAL  SMOOTH 

MUSCLE  LAYERS.   (E.)   Henderson,  R.  M, 
(U.  Alberta  Dept.  Pharmacol.,  Edmonton,  Canada), 
G.  Duchon  and  E.  E.  Daniel.  Am.    J.    Physiol. 
22\{z):5(>h-57h,    1971. 

Two  types  of  cell  contacts  were  described  in 
canine  duodenal  smooth  muscle,  perfused  jn  situ 
with  glutaraldehyde  fixative.  The  first  was  the 
5-layered  junction,  3  dense  lines  separ§ted  by  2 
clear  areas,  with  a  total  width  of  210  A  and  was 
found  only  in  the  circular  muscle.  This  nexus, 
therefore,  cannot  participate  in  electrical 
coupling  in  the  longitudinal  layer.   A  second 
type,  occurring  largely  in  the  longitudinal 
layer  but  also  in  the  circular,  consisted  of 
parallel  running  plasma  membranes  separated  by 
an  intercellular  space  approximately  500  A  wide. 
The  cytoplasm  under  the  membrane  at  such  contacts 
was  usually  more  dense  than  elsewhere;  the 
center  of  the  intercellular  space  was  occupied  by 
a  denser  line,  often  of  granular  appearance. 
Although  cells  were  considerably  more  shrunken 
after  a  hypertonic  perfusion,  contacts  of  both 
types  were  unaltered.   Also,  after  strong  con- 
traction of  the  muscle  produced  by  acetylcholine 
or  high  levels  of  potassium  in  the  perfusate, 
both  types  of  junctions  were  still  visible. 
Apparently  these  junctions  are  resistant  to 
mechanical  separation,  and  the  observed  uncoupling 
of  slow  waves  in  intestinal  muscle  under  these 
conditions  cannot  be  due  simply  to  gross  disruption 
of  nexuses. 


5itl5      SPIRALITY  OF  THE  MUSCLE  LAYERS  OF  THE 

INTESTINE.   (E.)   McKirdy,  H.  C.  (U. 
Glasgow  Inst.  Physiol.,  Scotland)  and  J.  Macmillan. 
Experientia   27(7): 790,  1971. 

The  circular  layer  of  the  muscularis  externis  of 
the  rabbit  distal  colon  was  examined  by  micro- 
dissection and  by  conventional  histological 
methods.   The  circular  layer  consisted  of  quite 
distinct  bundles  which,  in  the  distended  intestine, 
were  stacked  like  the  leaves  of  a  Venetian  blind. 
These  bundles  lie  at  right  angles  to  bundles  of 
the  longitudinal  muscle  layer.   Each  muscle  bundle 
was  composed  of  smooth  muscle  cells,  all  of 
which  were  aligned  along  the  long  axis  of  the 
bundle;  nevertheless,  there  were  irregular  inter- 
connecting strands  of  muscular  tissue  which 
linked  contiguous  bundles.   When  these  inter- 
connecting strands  were  broken,  bundles  of  the 
circular  muscle  occasionally  came  away  in  intact 
rings;  moreover,  a  circular  muscle  bundle  could 
not  be  demonstrated  to  form  more  than  one  turn 
of  a  coil.   Although,  by  virtue  of  the  inter- 
connecting strands,  the  circular  layer  may  behave 
as  a  spiral  in  a  functional  sense,  the  bundles 
of  circular  muscle  do  not  form  part  of  an  extensive 
helix  in  the  structural  sense. 


Si*  16      ULTRASTRUCTURAL  MORPHOGENESIS  OF 

COLONIC  PAS-POSITIVE  MACROPHAGES  ("COLONIC 


HISTIOCYTOSIS").  (E.)  Lou,  T.  Y.  (Rhode  Island 
Hosp.,  Providence),  C.  Teplitz  and  W.  R.  Thayer, 
Jr.  Hum.    Pathol.    2(3)  :'*21 -'t39,  1971. 

Serial  sectioned  rectal  biopsies  taken  from  50 
consecutive  cases  and  reported  as  showing  no 
definite  pathologic  changes  were  reviewed  to 
determine  if  there  was  any  "colonic  histiocytosis". 
Colonic  macrophages  (histiocytes)  were  observed 
scattered  or  in  small  clusters  in  the  lamina 
propria  of  3'*  patients  (68%).   Compression, 
flattening,  and  actual  rupture  of  the  crypt  with 
escape  of  mucus  through  the  basement  membrane 
into  the  contiguous  lamina  propria  was  observed. 
The  goblet  cells  of  the  crypts  revealing  these 
changes  showed  ul trastructural  degenerative 
alterations.  These  were  characterized  by  marked 
pallor  of  the  cytoplasmic  matrix,  conspicuous 
dilatation  and  disorganization  of  the  rough 
endoplasmic  reticulum  with  focal  loss  of  attached 
ribosomes,  and  a  decrease  in  glycogen.   Actual 
rupture  of  the  basement  membrane  accompanied  by 
the  presence  of  goblet  cell  contents  extruded 
into  the  lamina  propria  was  occasionally  seen, 
with  macrophages  being  in  direct  contiguity  with 
the  extracellular  material.   Cells  containing 
many  membrane-bound  accumulations  of  mucin-like 
material  without  identifiable  lysosomes,  but  with 
other  intact  normal  organelles,  were  considered 
to  represent  "end-stage"  degranulated  macrophages. 


5/4I7      IMMUNOHISTOCHEMICAL  LOCALIZATION  OF 

AMYLASE,  LYSOZYME  AND  IMMUNOGLOBULINS 
IN  THE  HUMAN  PAROTID  GLAND.   (E.)   Kraus,  F.  W. 
(U.  Alabama  Inst.  Dent.  Res.,  Rirmingham)  and  J. 
Mestecky.  Arah.    Oral  Biol.    16(7) :78l -789,  '971. 

Amylase,  lysozyme,  and  immunoglobulins  in  the 
human  parotid  gland  were  localized  by  employing^ 
the  fluorescent  antibody  technique.  The  specific 
fluorescence  of  anti-amylase  is  seen  best  in  the 
cells  of  the  acini  and  is  also  seen,  to  a  lesser 
degree,  in  the  proximal  cells  of  the  intercalated 
ducts.   The  lysozyme  fluorescent  antibody  is  only 
apparent  in  certain  cells  of  striated  ducts, 
i.e.  those  at  the  base  of  the  ducts.   Fluorescent 
■anTisera  specific  for  immunoglobulin  IgG  was 
not  observed  in  any  cells,  but  IgM  was  localized 
widely  throughout  the  stroma.   IgA  was  found  to 
be  mainly  in  interstitial  cells  clustered  around 
striated  ducts  and  having  the  characteristics  of 
plasma  cells.   Some  IgA  was  also  found  in  the 
apical  portions  of  striated  duct  cells.   Amylase 
and  lysozyme  each  occurred  in  only  1  cell  type 
whereas  IgA  occurred  in  2  fundamentally  different 
cell  types. 

5AI8      PREPARATIVE  THIN  LAYER  CHROMATOGRAPHY 

FOR  THE  SEPARATION  OF  THE  VARIOUS  FORMS 
OF  VITAMIN  B6  IN  TISSUES.   VITAMIN  B6  CONTENT 
OF  CHICK  EMt5RY0  LIVER  DURING  THE  MIDPERIOD  OF 
DEVELOPMENT.   (E.)   Smith,  M.  A.  (U.  Miami  Sch. 
Med.,  Fla.)  and  L.  S.  Dietrich.  Bioahim.    Biophys. 
Acta  230(2) -.262-270,    1971. 
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5419      AGE-DEPENDENT  CHARACTERISTICS  OF 

CONTRACTILE  PROTEIN  FROM  LIVER 
MITOCHONDRIA  OF  ALBINO  RATS.   (Rus.)   Razumovich, 
A.  N.  and  T.  G.  Lastovskaia.  Biokhimiia   36(1): 
53-59,  1971. 


5420      FEATURES  SPECIFIC  TO  PARASYMPATHETIC 

INNERVATION  OF  THE  STOMACH.   (Rus.) 
Poliak,  R.  I,  (Stavropol  Med.  Inst.,  USSR),  V.  V. 
Gresev  and  A.  A.  Fisher.  Biull.    Jasper.    Biol. 
Med.    71  ('4):27-30.  1971. 


5A2I      MITOCHONDRIAL  AUTONOMY.   STUDIES  ON  THE 

MITOCHONDRIAL  GLYCOPROTEIN:   GLUCOSYL 
AND  MITOCHONDRIAL  GLYCOPROTEIN:   MANNOSYL 
TRANSFERASE  ENZYME  SYSTEMS  OF  RAT  LIVER  MITO- 
CHONDRIA UTILIZING  ENDOGENOUS  ACCEPTORS.   (E.) 
Martin,  S.  S.  (U.  Rochester  Sch.  Med.,  N.  Y.)  and 
H.  B.  Bosmann.  Bioahim.    Biophys.    Acta   230(2): 
411-422,  1971. 


5422      IJLTRASTRUCTURE  OF  ACINAR  CELL  OF  RAT 

PANCRI'iAS  DURING  STARVATION.   (Sl.) 
Kapetler,  Vs.     (U.  Komenskoho  Dopt.  Med.,  Bratislava, 
Czechoslovakia),  M.  Mikulajova  and  A.  fiucko. 
Bratisl.    Lek.    Listv   55(2):70-79,  1971. 


5423      MICROSOME  LOCALIZATION  OF  THE  SYNTHESIS 

OF  FATTY  ACIDS  IN  THE  LIVER  OF  MICE 
IN  VIVO.   (Fr.)   Favarger,  P.  (Univ.  Dept. 
Biochem.  Med.,  Geneva,  Switzerland)  and  J.  Gerlach. 
FEBS  Lett.    1 3 (5) : 285-289,  1971. 


5424      ISOLATION  OF  RAT  LIVER  FATTY  ACID 

SYNTHETASE  FROM  MICROSOMAL  FRACTION. 
(Fr.)   Rous,  S.  (U.  Geneva  Dept.  Biochem.  Med. 
Switzerland)  and  L.  Auhry.  FEBS  Lett.     13(5): 
282-284,  1971. 


5425      FINE  STRUCTURE  OF  THE  DEVELOPING 

GASTRIC  EPITHELIUM  OF  THE  CHICK.   (E.) 
Overton,  J.  (Univ.  Chicago  I'/hitman  Lab.,  111.). 
J.   Morphol.    133  CO: 375-386,  1971. 


5426 


THE  FINE  VENOUS  ARCHITECTURE  OF  THE 
ESOPHAGOGASTRIC  TRANSITION  ZONE  IN  DOGS. 


(Por.)   Ferraz  De  Carvalho,  C.  A.  (U.  Sao  Paulo 
Sch.  Med.,  Brazil),  I.  Fujimuha,  E.  M.  C.  Tolosa 
and  P.  C.  Piantino  Lemos.  Rev.    Hasp.    Clin.    Faa. 
Med.    Sao  Paulo   25(6) : 337-344,  1970. 


5427      ELECTRON  MICROSCOPE  STUDIES  ON  THE 

ENDOCRINE  CELLS  OF  THE  HUMAN  GASTRIC 
FUNDUS.   (E.)   Kobayashi,  S.  (Univ.  Sch.  Med., 
Niigata,  Japan),  T.  Fuj i ta  and  T.  Sasaqawa. 
Arch.   Iliptol.   Jap.    32 (5)  :429-444,  1971. 


5428      THE  LENGTH  AND  MUCOSAL  SURFACE  AREA  OF 
THE  SMALL  AND  LARGE  GUT  IN  YOUNG  RATS. 
(F.)   Permezel ,  N.  C.  (l)niv.  "estern  Ontario 
Dept.  Biochem.,  London,  Canada)  and  0.  D.  A. 
'/ebling.  ,r .    Anat.     1  08  (?.):  295-216  ,  1971. 


5429      UNDERNUTRITION  IN  THE  NEONATE:   LONG 

TERM  EFFECTS  UPON  MITOCHONDRIAL  AND 
MICROSOMAL  CONSTITUENTS  OF  THE  RAT  HEPATOCYTE. 
(E.)   Dallman,  P.  R.  (llniv.  California  Dept. 
Pediatr.,  San  Francisco).  J.    tlutr.    101(5): 
(^(•,3-f>7f>,    1971. 


5430      HISTOLOGICAL  AND  II I STOCHEMI CAL  FINDINGS 

IN  EXPERIMENTAL  LEAD  ENTEROPATHY. 
(It.)   Di  Munno,  C.  (U.  Bar!  Inst.  Leg.  Med., 
Italy),  N.  L'Abbate  and  L.  Strada.  Lav.    Umano 
22(0):360-374,  1970. 


5431      A  METHOD  FOR  PREPARING  CHROMOSOMES  OF 
HEPATOCYTES.   (Bus.)   Urivaeva,  I.  V. 
(Inst.  Develop.  Biol.,  Moscow)  and  V.  M.  Faktor. 
Tsitologiia    1 3('0  : 530-532,  1971. 


5432      THE  FORMATION  OF  MICROVILLI  IN  THE 
FETAL  RAT  SflALL  INTESTINE.   (Ger.) 
Vollrath,  L.  (Univ.  Anat.  Inst.,  \/urzburg, 
Germany).  Z.    Zellforsah.    MiTKrosk.    Anat.    114(4): 
546-556,  1971. 


5433      SOME  RECENT  CONTRIBUTIONS  OF  ANATOMY 

TO  THE  PlIYSIOLOG"  OF  THE  GASTROINTESTINAL 
TRACT.   (E.)   "yhurn,  G.  M.  (U.  Glasgow  Dept. 
Anat.,  Scotland).  R.    C.    Rom.    Gantroenterol . 
3(l):'t7-57,  1971. 
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5/t3it      PERMEAniLITY  OF  THF  HUMAN  GASTRIC 

MUCOSA,   ALTERATION  BY  ACETYLSAL I CYL I C 
ACID  AND  ETHANOL.   (E.)   Smith,  B.  M. ,  J.  J. 
SkiJlman  (Harvard  Med.  Sch.,  Boston,  Mass.), 
B.  G.  Edwards  and  \L    Silen.  N.    Engl.    J.    Med. 
285(13):716-721,  1971. 

After  the  administration  of  acetyl  sal i cyl i c  acid 
or  ethanol ,  changes  in  gastric  mucosal  permeability 
to  hydrogen  ion  were  studied  in  10  healthy 
subjects  by  using  lithium  as  a  marker,  since  Li''" 
concentration  is  not  subject  to  changes  caused 
by  secretion  or  neutralization.   The  mean  change 
in  the  ratio  of  lithium  to  polyethylene  glycol 
(part  of  a  gastric  wash  solution)  was  more  negative 
during  acetyl  sal icyl i c  acid  and  ethanol  periods 
in  comparison  to  base  line  periods.  The  mean 
change  in  the  ratio  of  hydrogen  ion  to  poly- 
ethylene glycol"  (a  H'''/PEG)  decreased  from  a 
positive  base  line  value  to  a  negative  value  for 
the  acid  periods  but  was  not  different  for  ethanol 
periods.   There  were  also  significant  decreases 
in  transmural  gastric  mucosal  potential  difference 
following  the  administration  of  either  of  the 
tested  agents,  supporting  the  conclusion  that 
these  substances  increase  mucosal  permeability. 
These  data  suggest  a  possible  mechanism  for  the 
gastrointestinal  blood  loss  that  has  been  shown 
to  be  a  result  of  ingestion  of  these  agents  in  man. 


5435      EXPERIMENTAL  ACHYLIA  GASTRICA  AND  IRON 

ABSORPTION.   (E.)   Murray,  M.  J.  (U. 
Minnesota  Med.  Sch.,  Minneapolis)  and  N.  Stein. 
Br.    J.    Haematol.    21 (l ) : 1 1 3-1 20,  1971. 

The  effect  of  gastric  acid  and  other  gastric 
components  on  iron  absorption  in  X-ray  induced 
achylic  gastric  mucosa  was  studied  in  mature 
female  rats.   Neutralized  and  synthetic  gastric 
juice  increased  iron  absorption  2-fold,   '/hile 
hydrochloric  acid  did  not  affect  the  capacity  of 
the  achylic  stomach  to  absorb  iron,  neutralized, 
synthetic,  and  human  pernicious  anemia  gastric 
juice  did  improve  the  absorptive  defect,  the 
effect  being  optimal  with  the  addition  of  rat  or 
human  gastric  juice.   Intrinsic  factor  had  no 
effect  on  absorption  compared  with  controls, 
whereas  antigastric  mucosal  serum  markedly 
suppressed  iron  absorption.   Thus,  defective  iron 
absorption  in  achylia  gastrica  may  be  the  result 
of  antibodies  (formed  to  proteins  of  injured 
gastric  mucosal  cells)  forming  large  complexes 
with  iron  entering  the  stomacli,  which  are  sub- 
sequently poorly  absorbed. 


5/136      BILE  DAMAGE  TO  THE  GASTRIC  MUCOSAL 

BARRIER:   THE  INFLUENCE  OF  pH  AND  BILE 
ACID  CONCENTRATION.   (E.)   Black,  R.  D.  (Roy. 
Infirm.,  Cardiff,  Wales),  D.  Hole  and  J.  Rhodes. 
Gastroenterology   61  (2)  :  1  78-1  S^*,  1971. 

The  effect  of  changes  in  pH  and  concentration  of 
human  bile  on  the  gastric  mucosa  was  studied  in  3 


dogs  with  Heidenhain  pouclies  by  measuring  trans- 
mucosal  potential  differences  and  net  fluxes  of 
Na"*"  and  H"*"  ions  before,  during,  and  after 
exposure  to  bile.   Bile  markedly  lowered  the 
transnucosal  potential  difference,  its  effects 
being  greatest  at  high  concentrations;  liowever, 
alterations  in  pH  were  without  effect.   High  bile 
concentrations  increased  H"*"  diffusion  from  the 
pouch,  the  effect  being  greatest  at  pH  2  and 
least  at  pH  8.  The  degree  of  Na+  influx  into 
the  pouch  was  comparable  to  H"*"  efflux  with 
respect  to  bile  concentration,  but  was  not 
affected  by  pH.   Ho  increase  in  fluid  volume  was 
associated  with  the  increased  Na  output.   Bile 
seemingly  alters  ion  diffusion  characteristics 
of  tlie  gastric  mucosa  rather  than  an  increase  in 
nonparietal  secretion. 


5'(37      THE  EFFECT  OF  NEOMYCIN  ON  THE  ABSORPTION 

OF  GLUCOSE  FROM  THE  SMALL  INTESTINE  AND 
ON  THE  MORPHOLOGY  OF  THE  IflTESTINAL  MUCOSA  IN 
INFANT  AND  ADULT  RATS  IN  VITRO.   (E.)   Waitzov^, 
D.  (Charles  U.  Sch.  Med.  Pilsen,  Czechoslovakia), 
K.  KubSt,  M.  MelicharovS  and  0.  Koldovsk'^. 
Physiol.    Bohemoslov.    20(l):ll-l8,  1971. 

In  adult  rats,  the  addition  of  5^  neomycin  to 
the  medium  on  the  mucosal  side  of  the  everted 
sac  caused  a  decrease  in  glucose  absorption  in 
the  jejunum  wliereas  a  \%   concentration  was  without 
significant  effect.   In  10-day-old  fasted  ('t2  hr) 
rats,  a  significant  inhibition  of  glucose  trans- 
port was  observed  in  the  jejunum  and  ileum 
following  1^  neomycin  administration.   However, 
in  nonfasted  rats  only  jejunal  glucose  absorption 
was  decreased  by  the  addition  of  1%  neomycin  to 
the  medium.   The  administration  of  0.1%  neomycin 
had  no  significant  effect  on  glucose  transport. 
In  nonfasting  control  rats,  enterocytes  of  the 
epithelial  surface  layers  were  characterized  by 
the  formation  of  large  vacuoles  in  the  infranuclear 
cytoplasm,  displacing  the  nucleus  to  the  base  of 
the  cell,  and  marked  infiltration  of  the  mucosal 
stroma.   The  degree  of  vacuolation  of  the 
enterocytes  and  of  edematous  infiltration  of  the 
mucosal  stroma  was  significantly  decreased  by 
the  administration  of  S%   neomycin  to  adult  rat 
intestine  and  \%   neomycin  to  10-day-old  rat 
intest  i  ne. 


5'(38      ULTRASTRUCTURE  OF  THE  DUODENAL  MUCOSA 

OF  MICE  WITH  A  HEREDITARY  DEFECT  IN 
IRON  ABSORPTION.   (E.)   Bgdard,  Y.  C.  (U.  Toronto 
Dept.  Pathol.,  Ontario,  Canada),  P.  H.  Pinkerton 
and  G.  T.  Simon.  J.    Pathol.    1  O't  (1 )  : '*5-51  ,  1971. 

The  ul trastructural  appearance  of  the  duodenal 
mucosa  was  studied  in  hemizygous  male  (sla/-) 
mice  with  X-1 inked  anemia  and  in  heterozygous 
female  (sla/+)  animals.   In  hemizygous  mice  no 
structural  changes  were  observed  in  goblet, 
argentaffin,  paneth  or  undifferentiated  cells  or 
in  the  muscular  layer  of  the  serosa.   Dark 


648 


ABSORPTION  — EXCRET  I  ON--TRAtlSPORT 


inclusion  bodies  which  contained  dense  ferritin 
granules  were  concentrated  in  the  supranuclear 
portion  of  the  absorptive  cells  of  the  distal 
and  middle  thirds  of  the  duodenal  villi.   Near 
the  f err i t i n-conta i n ing  vacuoles,  the  smooth 
endoplasmic  reticulum  (ER)  was  conspicuous  with 
an  increased  number  of  vesicles,  while  the  rough 
ER  was  decreased.   In  the  lamina  propria,  the 
macrophages  were  increased  in  number,  particularly 
under  the  basement  membrane  and  around  the 
capillaries,  and  they  had  a  variety  of  inclusions 
including  lipids,  granular  material  with  crys- 
talloid structures  and  bodies  with  myel in-like 
figures  resembling  degenerating  mitochondria. 
Similar  changes  were  observed  in  heterozygous 
mice,   '/hen  oral  iron  supplements  were  given  to 
normal  mice  similar  duodenal  changes  were  seen. 
The  observed  changes  in  the  absorptive  cells  of 
the  duodenum  in  anemic  (sla/-),  heterozygous 
(sla/+)  and  iron-supplemented  mice  seemingly 
represents  a  reaction  of  these  cells  to  iron 
depos  i  t  ion. 


5439      THE  EFFECT  OF  EDTA  ON  THE  ELECTRICAL 

ACTIVITY  OF  RAT  JEJUNUM.   (E.) 
Hardcastle,  P.  T.  (Univ.  Dept.  Physiol.,  Sheffield, 
England)  and  J.  Eggenton.  Bioahim.    Biophus.    Acta. 
2k]  (3):930-933,  1971. 

Alteration  in  electrical  activity  of  everted 
sacs  of  rat  jejunum  was  studied  using  ethylene- 
d iaminetetraacet ic  acid  (EDTA).   EDTA  (5  mm) 
added  to  the  mucosal  fluid  caused  a  transient 
increase  in  the  potential  difference  across  the 
jejunum  which  lasted  2-3  min  and  was  followed  by 
a  gradual  fall  in  the  potential.   The  initial 
increase  in  potential  difference  V'vas  not  the 
result  of  increased  passive  resistance  of  the 
jejunum  and  indicated  that  the  change  in  potential 
was  due  to  current  generated  by  the  tissue.   Lack 
of  calcium  markedly  decreased  the  stimulation  of 
potential  caused  by  EDTA  and  enhanced  the  subsequent 
decrease  in  potential.   CaCl2  (5  mM)  added  to  the 
mucosal  fluid  before  EDTA  prevented  this  fall  in 
potential.   Magnesium  had  no  apparent  effect  on 
either  aspect  of  EDTA  response.   Lowering  the 
sodium  gradient  across  the  mucosal  membrane  as 
well  as  treatment  with  ouabain  decreased  the 
stimulation  of  potential  caused  by  EDTA.   EDTA 
seems  to  increase  the  permeability  of  rat  jejunum 
by  removing  bound  calcium  resulting  in  higher 
intracellular  sodium.   This  might  stimulate  the 
sodium  pump  and  increase  potential.   Further 
exposure  to  EDTA  would  result  in  sodium  leakage 
back  to  the  mucosal  fluid  acting  as  a  shunt  to 
short-circuit  the  potential. 


5'<'*0      FOLIC  ACID  ABSORPTION  IN  MAN:   ENHANCING 

EFFECT  OF  GLUCOSE.   (E.)   Gerson,  C.  D. 
(Mt.  Sinai  Sch.  Med.,  New  York,  M.  Y.),  N.  Cohen, 
G.  W.  Hepner,  N.  Brown,  V.  Herbert  and  H.  D. 
Janowitz.  Gastroenterology   61  (2) :22'(-227,  1971. 

The  absorption  of  tritiated  pteroy 1 gl utamic  acid 
(folic  acid)  in  saline  in  the  human  jejunum  was 


evaluated,  following  the  addition  of  glucose, 
with  the  use  of  a  triple  lumen  tube  perfusion 
system.   Perfusion  studies  in  11  subjects  with 
isotonic  saline  resulted  in  a  mean  tritiated 
pteroy 1 gl utamic  acid  absorption  of  15.51.   The 
addition  of  glucose  to  the  perfusion  media  in  10 
subjects  resulted  in  a  significant  rise  (39.2%) 
in  absorption  despite  a  lower  intraluminal  sodium 
concentration,   l/ater  and  sodium  absorption  also 
rose  significantly.   There  was  an  inverse 
relationship  of  water  absorption  to  flow  rate  so 
that  the  more  water  absorbed,  the  slower  the  flow 
rate.  Thus,  flow  rate  was  significantly  lower 
with  the  glucose  solution.   Glucose  increased 
folic  acid  absorption,  perhaps  by  enhancement  of 
an  active  transport  process,  folic  acid  sharing 
a  common  transport  carrier  system  with  sodium 
and  glucose. 
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INTESTINAL  FOLATE  ARSORPTION.   I. 

METHYLTETRAHYDROFOLIC  ACID.   (E.) 
Strum,  W.  (Seymour  Johnson  AFR,  N.  C),  P.  F. 
Nixon,  J.  B.  Bertino  and  H.  J.  Binder.  J.    Clin. 
Invest.    50(9):1910-1916,  1971. 

Intestinal  absorption  of  .'j-methy  1  tet rahydrofol  ic 
acid  (the  principal  dietary  and  circulating 
folate  compound)  was  studied  in  the  rat  with  the 
use  of  a  synthetic  physiologically  active  radio- 
labeled d i astereoi somer  of  this  acid.   When 
everted  jejunal  sacs  were  incubated  in  mucosal 
media  containing  the  above  tritiated  compound, 
the  radiolabels  were  recovered  unchanged  from 
the  serosal  media  after  fiO  min  of  incubation. 
Accumulation  against  a  concentration  gradient 
was  not  observed  in  duodenal,  jejunal  or  ileal 
segments  at  5-niethyl -tet  rahydrofol  ic  acid 
concentrations  from  0.5  to  500  nmoles/1 i ter . 
Unidirectional  transmural  flux  determination  also 
did  not  indicate  a  significant  net  flux.   Transfer 
of  the  folate  compound  from  mucosa  to  serosa  at 
0.05-50.0  ymoles/l i ter  was  quantitatively  similar 
in  everted  sacs  of  duodenum,  jejunum  and  ileum 
and  increased  in  a  linear  fashion  with  increased 
initial  mucosal  concentrations.   Mucosal  to 
serosal  transfer  was  unimpaired  in  the  presence 
of  anaerobic  conditions,  a  sodium-free  medium, 
10"**  M  d  i  n  i  trophenol  or  methotrexate.   Apparently 
5-methy 1 tetrafol  ic  acid  is  not  absorbed  by  a 
carrier  mediated  system  but  by  diffusion. 


54't2      CONTRACTION  OF  VILLI  AND  FLUID  TRANSPORT 

IN  DOG  JEJUNAL  MUCOSA  IN  VITRO.   (E.) 
Lee,  J.  S.  (l).  Minnesota  Med.  Sch.,  Minneapolis). 
Am.    J.    Physiol.    221  (2)  :'i88-'i95,  1971. 

The  relationship  between  villus  contraction  and 
fluid  transport  of  isolated  canine  jejunal 
mucosal  membrane  was  studied  in  an  in  v  i  t ro 
preparation  permitting  simultaneous  determination 
of  both.   Fluid  transport  was  always  reduced  or 
completely  inhibited  when  the  villi  were  in  the 
contracted  state.   Glucose,  sodium  and  potassium 
were  all  indispensable  for  producing  a  maximum 
rate  of  fluid  transport,  as  their  absence  from 


6/(9 


ABSORPT I nN--EXCRET I ON--TRANSPnRT 


bathing  Ringer  solutions  was  associated  with  a 
negligible  or  markedly  reduced  fluid  transport 
rate  and  a  sustained  villus  shortening.  This 
contracting  and  reduced  transport  rate  was  also 
seen  in  the  presence  of  atropine  sulfate,  ouabain, 
phlorhizin,  2,'t-d i n i trophenol  or  NaCN,  in  hypertonic 
Ringer  solution  or  at  low  temperatures.   Epithelial 
sloughing  always  accompanied  vigorous  villus 
contraction.   In  Ca-free  Ringer  solution,  the 
fluid  transport  rate  was  reduced,  but  villi 
showed  no  change  in  length  or  width,  although  the 
epithelial  layer  was  loosened  and  easily  removed 
by  agitation.   Over  a  wide  range  of  pH  (6. '(-8. 2) 
neither  parameter  changed.   Glucose,  sodium, 
potassium  or  calcium  may  play  a  role  in  preventing 
villus  contraction  and  thereby  maintaining  the 
structural  integrity  of  the  villi  necessary  for  a 
normal  rate  of  fluid  transport. 


5')it3      ABSORPTIOtJ  OF  GLUCOSE  AND  GALACTOSE 

FROM  THE  SMALL  INTESTINE  OF  HYPOPHY- 
SECTOMIZED  RATS.   (E.)   Havivi,  E.  and  R.  Levitan 
(VA  West  Side  Hosp.  ,  Chicago,  111.).  Am.    J.    Dig. 
Dis.    l6('4):29f5-305,  1971. 

In  studies  of  the  effect  of  hypophysectomy  on 
the  transport  of  glucose  and  galactose  from  the 
small  intestine  of  rats  31-3'+  days  of  age,  the 
uptake  of  glucose  and  galactose  was  found  to  be 
enhanced  5  days  after  hypophysectomy  in  both 
in  vivo  (jejunal  loops)  and  in  vitro  (intestinal 
TTngs)  experiments.  This  uptake  of  glucose, 
however,  returned  to  normal  11  days  after 
hypophysectomy.   Glucose  uptake  in  vitro  was 
highest  in  the  area  of  jejunum  20  -  30  cm  from 
the  pylorus,  and  lowest  in  the  lower  ileum. 
Intestinal  rings  from  the  hypophysectomized  rats 
were  found  to  convert  gl  ucose-1 -■^'*C  to  ^'*C02  at  a 
greater  rate  thnn  control  rats  5  days  after 
surgery.   Glucose  and  galactose  absorption  from 
the  jejunum  is  seemingly  enhanced  soon  after 
hypophysectomy. 

Shhk  PRESSURES  OF  02  AND  CO2  IN  THE  INTESTINAL 

EPITHELIUM  OF  THE  RAT  DURING  IN  VIVO 
ABSORPTION  EXPERIMENTS.   EFFECTS  OF  HVPEROXIA  AND 
HYPERCAPNIA.   (Fr.)   Maggi,  P.  (Michel  Pacha  Inst., 
Tamaris-sur-Mer,  France),  F.  Brue,  B.  Froussolle, 
E.  Bensimon  and  G.  P^rfes.  C.    R.    Soa.    Biol.     (Paris) 
l6'*(ll):2285-2287,  1970. 

During  the  absorption  of  an  isotonic  glucose 
solution  the  O2  pressure  in  the  intestinal 
epithelium  of  rats  breathing  normal  air  was 
relatively  low  and  far  from  the  optimum  value  for 
active  glucose  transport.   Under  these  conditions 
the  apical  pole  of  epithelial  cells  was  only 
slightly  oxygenated  and  was  in  contact  with  an 
hypoxic  medium.   Inhalation  of  pure  O2  increased 
O2  pressures  in  the  mesenteric  vein  and  intestinal 
lumen  while  synthesis  of  lactic  acid  decreased; 
the  rate  of  glucose  absorption  increased  under 
these  conditions.   With  hypercapnia,  O2  pressures 
in  the  intestine  reached  values  as  high  as  those 


obtained  with  hyperoxia,  hut  the  pressure  of  CO2 
increased  and  inhibited  intestinal  absorption  of 
glucose.  The  inhibitory  effect  of  CO2  on  glucose 
absorption  was  reduced  when  rats  breathed  a 
mixture  of  90^  02  and  10%  CO2. 


ShkS  HYPEROXIA,  HYPERCAPNIA,  AND  INTESTINAL 

ABSORPTION  OF  SUGARS  IN  VIVO  IN  THE  RAT. 
(Fr.)   Maggi,  P.  (Michel  Pacha  Inst.,  Tamaris- 
sur-Mer,  France),  F.  Brue  and  G.  Pgrfes.  C.    R. 
Soo.    Biol.    (Paris)    ir,i((ll):2282-228'4,  1970. 

The  effects  of  breathing  large  quantities  of  O2 
(90  and  1001)  and  CO2  (10  and  20?^)  on  intestinal 
absorption  of  D-glucose,  D-galactose,  and  L- 
arabinose  were  studied  in  adult  rats.  The 
absorption  of  D-glucose  and  D-galactose,  which 
are  actively  transported  through  the  intestine, 
was  increased  by  hyperoxia  and  decreased  by 
hypercapnia.   Hyperoxia  and  hypercapnia  had  no 
effect  on  D-qlucose  absorption  in  the  presence 
of  phlorhizin  (lO'^M).  These  results  indicate 
that  under  physiological  conditions  the  pressure 
of  O2  in  the  intestinal  epithelium  is  lower  than 
the  pressure  which  would  assure  maximum  absorption 
of  these  sugars.   Hyperoxia  and  hypercapnia  had 
no  effect  on  the  rate  of  absorption  of  L-arabinose 
which  is  transported  passively  and  in  small 
quant  i  t  ies. 


Shhk  EXTRACORPOREAL  PERFUSION  OF  THE 

JEJUNUM  IN  THE  DOG.   THE  LYMPHATIC 
SYSTEM  AND  l'*C-D-GLUCOSE  ABSORPTION.   (Fr.) 
Mendel,  C.  (Civil  Hosp.,  Strasbourg,  France), 
V  Botescu,  J.  Katchelhoffer  and  J.  F.  Grenier. 
C.    R.    Soo.    Biol.    (Paris)    1  fii+d O) : 21  3'4-21  37,  1970. 

Ligation  of  lymphatic  vessels  in  isolated  dog 
jejunum  had  no  effect  on  the  quantity  of  D-glucose 
absorbed  by  the  intestine  during  extracorporeal 
perfusion  but  increased  the  venous  blood  levels 
of  D-glucose  from  19.81  to  48.2^.  These  fi nd ings 
suggest  that  anastomoses  between  lymphatics  and 
veins  in  the  small  intestine  are  involved  in 
transporting  glucose  through  the  intestine  and 
into  the  blood. 


Shhl  THE  NATURE  OF  THE  INTESTINAL  EPITHELIAL 

BARRIER.   (E.)   Tidball,  C.  S.  (George 
Washington  Med.  Ctr.,  Washington,  D.  C).  Am. 
J.   Dig.   Dis.    l6(8):7't5-767.  1971. 

This  progress  report  on  the  nature  of  the 
intestinal  epithelial  barrier  first  reviews 
electron  microscopic  studies  on  the  structure  of 
the  barrier  which  focus  on  the  enteric  surface 
coat,  the  junctional  complex,  the  lateral  border 
space,  the  basal  lamina  and  endothelial  cell 
junctions.  The  basis  for  measurement  of  membrane 
permeability  and  pertinent  estimates  on  various 
tissues  were  next  discussed.  The  role  of 
metallic  ions  in  the  alkaline  earth  series  on 
cell  to  cell  attachments  and  tissue  permeability. 
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(particularly  the  mechanism  of  chelation  depletion 
effect)  was  presented  as  were  structural  or 
permeability  assessments  that  have  been  made  in 
diseases  like  ulcerative  colitis,  cholera,  sprue 
and  kwashiorkor. 


Skk8  MEASUREMENT  OF  ORAL  CALCIUM  ABSORPTION 

FROM  THE  GUT  BY  EXTERNAL  ISOTOPE 
COUNTING.   (E.)   Macleod,  M.  A.  J.    R.    Nav.    Ued. 
Sew.    57(2):88-91,  1971. 

After  background  counting  of  the  forearms,  control 
subjects  received  1  pC  '*"CaCl2  in  1  ml  saline 
i.v.   The  forearm  was  subjected  to  scintillation 
counting  again  Ih   hr  later  for  a  period  of  100 
seconds  after  which  each  subject  drank  10  yC  of 
'*'^CaCl2  in  100  mg  calcium  gluconate  solution 
made  up  to  100  ml  with  water.   Counting  was 
performed  at  26  and  again  at  50  hr  after  this  p.o. 
dose,  allowing  2  hr  for  intestinal  absorption 
and  2k   hr  for  the  label  to  reach  equilibrium  in 
the  tissues,  bone  and  blood.   Studies  in  these 
normal  subjects  showed  intestinal  calcium 
absorption  to  be  25-32^  (mean  28.5^).   In  patients 
with  altered  levels,  measurement  of  calcium 
absorption  was  70^  in  urolithiasis,  59^  in 
iatrogenic  hypercal c iur ia,  521  in  idiopathic 
hypercalciuria,  and  181  in  hypoparathyroidism. 


SkhS  EFFECT  OF  SOME  SURFACTANTS  ON  GASTRO- 

INTESTINAL ABSORPTION  OF  ACETYLSAL I CYL I C 
ACID.   (Fr.)   Cid,  E.  (U,  Liege  Inst.  Pharm., 
Belgium),  A.  Dresse  and  F.  Jaminet.  Pharm^    Acta 
Helv.    '*6(6):377-382,  1971. 

Acetyl  sal icyl ic  acid  {kO   mg/kg)  and  the  surfactants 
polysorbate  80,  sodium  lauryl  sulfate,  or 
cetrimonnium  bromide  (10  and  50  mg/kg)  were 
administered  simultaneously  through  a  stomach 
tube  to  female  '/istar  rats.   At  a  dose  of  10 
mg/kg,  none  of  the  surfactants  had  any  effect  on 
absorption  of  acetyl  sal icyl ic  acid.   At  a  dose  of 
50  mg/kg  polysorbate  80  and,  to  a  lesser  extent, 
sodium  lauryl  sulfate  increased  absorption  while 
cetrimmonium  bromide  inhibited  it.   When  sur- 
factants (10  mg/kg/day)  were  administered  for  15 
days  prior  to  administration  of  acetyl  sal icyl ic 
acid,  polysorbate  80  had  no  effect  on  absorption 
of  acetyl  sal icyl ic  acid  while  sodium  lauryl 
sulfate  and  cetrimmonium  bromide  increased  its 
absorption,  probably  because  they  produced  lesions 
in  the  gastric  mucosa. 


5^*50      MICROPUNCTURE  STUDY  OF  EXCRETION  OF 

WATER  AND  ELECTROLYTES  BY  THE  PANCREAS. 
(E.)   Mangos,  J.  A.  (U.  Wisconsin  Med.  Sch., 
Madison)  and  N.  R.  McSherry.  Am.    J.    Physiol. 
22l(2):'*13-'420,  1971. 

Micropuncture  and  microanal yt ical  techniques  were 
used  for  the  determination  of  sodium,  potassium 
and  chloride  concentrations  in  the  primary 
secretory  (acinar)  fluid  of  rabbit  and  rat 


pancreas.   Transductal  fluxes  of  monovalent  ions 
and  water  were  also  studied.   In  the  rabbit,  the 
acinar  fluid  contained  Na  in  concentrations 
higher  than  in  the  rat.  The  directly  measured 
mean  CI  concentration  of  hi. 3   mEq/liter  was 
significantly  lower  than  that  (113.5)  of  the 
rat  acinar  fluid,  while  the  indirectly  determined 
(retrograde  duct  perfusion  with  polylysine) 
bicarbonate  concentration  of  111.4  mEq/liter  was 
higher  than  that  of  the  rat  acinar  fluid  (37.8). 
Simultaneous  measurements  of  the  above  ion 
concentrations  in  acinar  fluid  and  in  the  final 
pancreatic  juice  showed  that  there  were  no  net 
transductal  fluxes  of  Na  and  K  in  the  pancreas  of 
both  species.   For  the  rat  pancreatic  influx  of 
HCO3  and  efflux  of  CI  occurred;  whereas,  in  the 
rabbit  pancreas  influx  of  CI  and  efflux  of  HCO3 
were  observed.   These  opposing  anionic  transductal 
fluxes  in  the  pancreas  of  2  species  of  rodents 
are  similar  to  those  observed  between  the  human 
pancreas  and  the  pancreas  of  the  dog  and  cat. 


5'(51      COMPETITION  BY  UNCONJUGATED  AND  CON- 
JUGATED SULFOBROMOPHTHALEin  SODIUM 
(BSP)  FOR  TRANSPORT  INTO  BILE.   EVIDENCE  FOR  A 
SINGLE  EXCRETORY  SYSTEM.   (E.)   Whelan,  G.  and  B. 
Combes  (U.  Texas  Southwestern  Med.  Sch.,  Dallas). 
J.    Lab.    Clin.   Med.    78(2)  :230-2'4it,  1971. 

The  hepatic  disposition  of  infused  conjugated 
sulfobromophthalein  (BSP[C])  and  unconjugated 
BSP  (BSP[U])  was  studied  in  guinea  pigs  and  rats. 
The  maximal  rate  of  dye  excretion  into  the  bile 
was  much  higher  when  BSP[C]  rather  than  BSP[U] 
was  administered  to  both  guinea  pigs  and  rats. 
Only  BSP[C]  was  found  in  the  liver  with  infusions 
of  BSP[C],  whereas  both  BSP[C]  and  BSP[U]  were 
found  in  the  liver  of  animals  infused  with 
BSP[U].   When  both  BSP[C]  and  BSP[U]  were  present 
in  the  liver  the  transport  of  BSP[C]  was  markedly 
depressed  in  both  rats  and  guinea  pigs.   When 
competition  studies  were  performed  in  the  guinea 
pig,  the  rate  of  BSP[C]  excretion  into  the  bile 
established  during  infusions  of  BSP[C]  alone  was 
markedly  depressed  when  BSP[U]  was  added  to  the 
infusion,  and  the  decrease  in  the  rate  of  excre- 
tion of  BSP[C]  was  greater  than  the  excretion 
rate  of  BSP[U]  appearing  in  the  bile.   BSP[U]  may 
interfere  with  the  transport  of  BSP[C]  from  liver 
eel  1 s  i  nto  bile. 


5'*52      COMPETITIVE  INTERACTIONS  BETWEEN  L- 

ALANINE  AND  L-PHENYLALAN I NE  IN  RABBIT 
ILEUM.   (E.)   Schultz,  S.  G.  (U.  Pittsburgh  Sch. 
Med.,  Pa.)  and  L.  Markscheid-Kasp i .  Bioahim. 
Biophys.   Acta   2'4l  (3)  :857-860,  1971. 

Unidirectional  influxes  of  L-alanine  and  L- 
phenylalanine  were  examined  for  their  competitive 
interactions  across  the  brush  border  of  rabbit 
ileum.  The  effects  of  varying  concentrations  of 
phenylalanine  on  the  influx  of  alanine  and  the 
effects  of  varying  concentrations  of  alanine  on 
the  influx  of  phenylalanine  were  linear  relations 
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of  both  the  unidirectional  influx  of  the  amino 
acid  divided  by  the  influx  of  the  amino  acid  in 
the  presence  of  the  competing  amino  acid  and  the 
concentration  of  the  competing  amino  acid.   For 
both  phenylalanine  and  alanine  the  calculated 
inhibitor  constant  was  almost  twice  (2.1  and  2,k, 
resp.)  the  directly  measured  concentrations 
needed  to  elicit  half-maximal  influxes  of  phenyl- 
alanine and  alanine.  Therefore,  alanine  and 
phenylalanine  seem  to  be  mediated  by  2  different 
mechanisms  which  do  not  differ  with  respect  to 
their  kinetics  to  bind  either  of  these  2  amino 
acids.   Hovvever,  the  binding  of  one  amino  acid 
with  the  other's  influx  mechanism  is  non-productive 
so  far  as  the  resulting  complexes  are  incapable 
of  translocation  across  the  brush  border. 


5453      THE  ESTIMATION  OF  INTRINSIC  FACTOR 

USING  GUINEA-PIG  INTESTINAL  RRUSH 
BORDERS.   (E.)   SchjOnsby,  H.  (Haukeland  Hosp., 
Bergen,  Norway)  and  T.  J.  Peters.  Saand.    J, 
Gastroenterol.    (>{5)  •M\-hi^l ,    1971. 

The  effect  of  intrinsic  factors  (IF)  on  vitamin 
Bi2  uptake  by  isolated  brush  borders  from  the 
distal  half  of  the  guinea-pig  small  intestine 
was  studied.   Human  gastric  juice  (HGJ)  markedly 
increased  the  uptake  of  '^^CoBi2  both  by  distal 
intestine  homogenates  and  brush  borders,  being 
much  higher  in  the  latter.   The  uptake  of  HGJ  was 
highest  in  the  more  distal  intestinal  segments. 
The  uptake  of  HGJ-bound  ^^CoB^2  was  lower  when 
distal  brush  borders  were  incubated  at  pH  1 .h 
than  at  pH  5.6,  was  decreased  when  calcium  and 
magnesium  ions  were  replaced  by  an  equimolar 
quantity  of  NaCl  ,  and  when  ethy lened i ami netetra- 
acetic  acid  was  added  in  a  sufficient  amount  to 
bind  all  divalent  cations  present  in  the  buffer. 
IF  preparations  from  man,  guinea  pig  and  rat 
enhanced  the  uptake  of  ^^CoB|2  by  distal  brush 
borders.   The  IF  activity  was  almost  completely 
abolished  when  HGJ  was  heated  to  100°  for  5  min. 
Blocking  and  binding  IF  antibodies  markedly 
reduced  the  uptake  of  human  gastric  juice  bound 
^^CoB)2.   Brush  borders  seemingly  provide  a  more 
sensitive  system  for  estimating  IF  activity  than 
whole  mucosal  homogenates. 


each  of  5  patients,  by  improvement  in  the  jejunal 
uptake  of  labeled  folic  acid.   Absorption  of 
folic  acid  is  decreased  in  malnourished,  actively 
drinking  alcoholics.  The  functional  defect  is 
apparently  caused  by  poor  nutrition  rather  than 
a  toxic  effect  of  ethanol  on  the  jejunum. 


5'*55      THE  KINETICS  OF  INCORPORATION  OF 

PROTEIN  INTO  THE  LIVER  PLASMA  MEMBRANE. 
(E.)   Barancik,  L.  C.  (U.  Pittsburgh  Sch.  Med., 
Pa.)  and  I.  Lieberman.  Bioohem,    Biophys,    Res. 
Commun.    '(4(5) :  1  084-1  088,  1971. 


5456      TRANSPORT  OF  CHLORIDE  IN  THE  SMALL 
INTESTINE  OF  Rana  esculenta.   (it.) 
Bianchi,  A.  (Univ.  Milan  Inst.  Gen.  Physiol., 
Italy),  B.  Giordana  and  F.  Repetto.  Boll,    Soa. 
Ital.   Biol.   Sper.    46 (23) :989-990,  1970. 


5457      INTESTINAL  MUCOSAL  LACTEAL  IN  TRANSPORT 

OF  MACROMOLECULES  AND  CHYLOMICRONS. 
(E.)   Dobbins,  W.  0.,  III.  (VA  Hosp.,  Washington, 
D.  C).  Am.    J.    Clin.    Nutr.    24(0:77-90,  1971. 


5458      STIMULATION  OF  INTESTINAL  SODIUM 

ABSORPTION  BY  SUGARS.   (E.)   Fordtran, 
J.  S.  (U.  Texas  Southwest.  Med.  Sch.,  Dallas)  and 
F.  C.  Rector,  Jr.  Am.    J.    Clin.    Nutr.    24(5): 
503-504,  1971. 


5459      STUDIES  ON  THE  REATTACHMENT  OF 

RIBOSOMES  AND  RIBOSOMAL  SUBUNITS  TO 
RIBOSOME  FREE  MEMBRANES  PREPARED  FROM  RAT  LIVER 
MICROSOMES  BY  MEANS  OF  LITHIUM  CHLORIDE.   (E.) 
Scott  Burden,  T.  (U.  Rhodesia  Dept.  Biochem., 
Salisbury,  Rhodesia)  and  A.  0.  Hawtrey.  Hoppe 
Seylers   Z.    Physiol.    Chem.    352(4) :575-582,  1971. 


5460      LACK  OF  PERMEATION  OF  NAD  INTO  LIVER 

CELLS.   (Ger.)   Liersch,  M.  (Univ. 
Inst.  Biochem.,  Frei burg/Br. ,  Germany),  H. 
Groteluschen  and  K.  Decker.  Hoppe  Seylers   Z. 
Physiol.    Chem.    352(2) :267-274,  1971. 


5454      DECREASED  JEJUNAL  UPTAKE  OF  LABELLED 

FOLIC  ACID  (^H-PGA)  IN  ALCOHOLIC 
PATIENTS:   ROLES  OF  ALCOHOL  AND  NUTRITION.   (E.) 
Halsted,  C.  H.  (Baltimore  City  Hosps.,  Md . ) , 
E,  A.  Robles  and  E.  Mezey.  /V.  Engl.    J.    Med. 
285(l3):701-706,  1971. 

Tne  amount  of  perfused  labeled  folic  acid  (triple 
lumen  tube)  taken  up  by  the  jejunal  segment  in  8 
chronic  alcoholics  with  a  history  of  poor  diet 
was  low  (20.4%)  compared  with  the  uptake  in  3 
patients  on  an  adequate  diet  (38.2^).   The  value 
for  jejunal  uptake  in  the  abstinent  group  was 
36.5^  and  a  similar  value  was  obtained  in  the 
group  subsequently  given  ethanol  in  the  hospital. 
Abstinence  and  hospital  diet  were  followed,  in 


5461      ABSORPTION  OF  VITAMINS  FROM  THE  LARGE 

INTESTINE  IN  VIVO.   (E.)   Sorrel  1 , 
M.  F.  (New  Jersey  ColK  Med.  Dent.,  Jersey  City), 
0.  Frank  and  A.  D.  Thomson.  Nutr.   Rep.    Int. 
3(3):1'*3-148,  1971. 
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WATER  ABSORPTION  AND  SWELLING 

RAT  SMALL  INTESTINE  INCUBATED  

(It.)   Esposito,  G.  (U.  Kentucky  Dept.  Pharmacol., 
Lexington,  Ky.)  and  T.  Z.  Csaky.  Boll.    Soo. 
Ital.'  Biol.   Sper.    46(23) :980-984,  1970. 
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TRANSPORT  IN  RABBIT  ILEUM.  (E.)  Frizzell,  R.  A. 
(U.  Pittsburgh  Sch.  Med.,  Pa.)  and  S.  G.  Schultz„ 
Bioohim,    Biophjs.   Acta   233  (2)  :485-'t08  ,  1971. 


SkSk  NUCLEAR  MAGNETIC  RESONANCE  STUDIES  OF 

MANGANESE  BINDING  OF  RAT  LIVER  ARGINASE. 
(E.)   Hirsch  Kolb,  H.  (Univ.  California  Sch.  Medo, 


San  Francisco),  H.  J.  Kolb  and  D.  M.  Greenberg. 
J.    Biol.   Chem.    246(2)  iSgS-'tOl,  1971. 


5'*65 

I  nfant. 
1971. 


PHYSIOLOGY  OF  DIGESTION  AND  INTESTINAL 
ABSORPTION.   (Fr.)   Jos,  J.  (Hosp. 
Dis.,  Paris).  Rev.    Pediatr.    7(3) : 193-205, 


See  also  numbers:  5'tl3,  5603,  5609,  5833,  5893,  5927,  6l86,  6217 
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5/466      MANOMETRIC  CONFIGURATION  OF  THE  LOWER 

ESOPHAGEAL  SPHINCTER  IN  NORMAL  HUMAN 
SUBJECTS.   (E.)   Kaye,  M.  D.  (U.  Colorado  Med. 
Ctr.,  Denver)  and  J.  P.  Showalter.  Gastroenterology 
6l(2):213-223,  1971. 

In  15  young  human  subjects  the  manometric  tracing 
of  the  lower  esophagus  sphincter  from  a  perfused 
side-opening  catheter  was  markedly  influenced  by 
the  spatial  orientation  of  the  recording  opening 
with  the  lower  esophageal  high  pressure  zone. 
On  numerous  withdrawal  tracings,  both  during  quiet 
respiration  and  with  the  breath  held,  invariably 
there  were  differences  between  the  simultaneous 
recordings  from  3  catheters  whose  openings  were 
located  at  identical  levels.   Differences  were 
observed  in  absolute  pressures,  in  the  levels  at 
which  changes  in  pressures  occurred  and  in  the 
point  of  respiratory  reversal.   For  a  given  lead, 
and  irrespective  of  the  transducer  through  which 
a  tracing  was  obtained,  there  were  differences 
between  the  pressure  profiles  recorded  on 
successive  withdrawals  through  the  high  pressure 
zone  indicating  that  false  conclusions  may  be 
drawn  from  comparisons  of  pressure  profiles. 
Also,  suggesting  unreliability  of  certain  nanonetric 
criteria,  many  of  the  manometric  features  for  the 
diagnosis  of  hiatal  hernia  e.g_.  double  respiratory 
reversal,  were  observed  frequently  in  this  group 
of  normal  subjects. 


5't67      PHARMACOLOGICAL  RECEPTORS  IN  THF.  RAT 

STOMACH  FUNDUS.   CONSIDERATIONS  ON  THE 
THERMAL  ALTERATION.   (E.)   Vaccari,  A.  (Univ. 
Inst.  Pharmacol.,  Genoa,  Italy).  Pharmaaology 
5(6):321-330,  1971. 

A  study  on  rat  stomach  fundal  strips  differentiated 
between  2  groups  of  drugs  based  on  the  heat 
stability  of  their  receptor  sites.   The  method 
employed  was  somewhat  unspecific  in  that  the  cell 
membrane  was  also  slightly  affected  by  heat  as 
shown  by  the  transient  inhibition  of  electrically 
induced  muscular  contraction  by  occasional 
modifications  of  the  muscular  electrical  activity 
and  by  the  sloivly  reversible  blockade  of  KCl" 
provoked  contractions.   Heat-labile  receptors  ,(or 
protein  receptors)  are  suggested  for  dexamphetami ne , 
5-hydroxyt ryptami ne  and  BaCl2  as  the  ability  of 
these  drugs  to  cause  muscular  contraction  in  the 
fundus  vvas  irreversibly  inhibited  when  the 
stomach  preparation  was  heated  at  U7°    C.  for  20 
min.   The  fact  that  both  these  amines  act  upon 
heat-labile  receptors  appears  to  support  the 
hypothesis  of  a  common  receptor.   The  cholinergic 
drug  f urtrethon i um  acts  upon  receptors  that  are 
heat-stable,  i.e.  receptors  whose  proteins  are  not 
f unct ional lyTmportant .   It  was  concluded  that 
methods  are  still  needed  for  studying  specific 
receptor  sites  without  affecting  extra-receptor 
sites  on  the  cell  membrane. 


5'(68      MEASUREMENT  OF  CHARACTERISTIC  PARAMETERS 

IN  THE  ELECTROMVOGRAM  OF  THE  NORMAL 
HUMAN  STOMACH.   CHANGES  DEPENDING  UPON  LOCATION 
OF  THE  ELECTRODE.   (Fr.)   Couturier,  D.  (Bichat 
Hosp.,  Paris),  C.  Roz6,  J.  A.  Paolaggi  and  C. 
Debray.  Arah.    Fr.    Mai.    App.    Dig.    60(3,  Suppl .  1): 
11-22',  1071. 

During  laparoscopies  performed  on  21  patients, 
electrical  activities  were  recorded  from  various 
points  on  the  serosal  side  of  the  stomach  from 
the  higher  part  of  the  corpus  ventriculi  to  tlie 
pylorus.   The  position  of  the  electrode  was 
determined  visually.   In  tlie  Ijottom  2/3  of  the 
stomach  pace-setter  potentials  with  an  average 
frequency  of  3  cycles/min  were  observed;  the 
frequency  of  these  potentials  did  not  vary  much 
from  one  patient  to  another  and  appeared  to  be 
independent  of  age  and  sex.   The  amplitude  and 
velocity  of  propagation  of  these  pace-setter 
potentials  increased  from  the  corpus  to  the 
antrum.   In  the  antrum  point  potentials  were 
superimposed  on  an  average  of  3%   of  the  pace- 
setter potentials,  but  this  varied  from  0-'t5%. 
Point  potentials  appeared  2-k   seconds  after 
pace-setter  potentials.   In  parts  of  the  stomach 
below  the  curvatures  point  potentials  were  rarely 
observed. 


5/469      VAGAL  NON-ADRENERGIC  INHIBITION  OF 

GUINEA-PIG  STOMACH.   (E.)   Beani,  L. 
(U.  Pisa  Dept.  Pharmacol.,  Italy),  C.  Bianchi 
and  A.  Crema.  J.    Physiol.     (Land.)    21 7 (2) :259-279, 
1971. 

The  mechanical  and  electrical  effects  of  vagal 
and  sympathetic  stimulation  on  the  guinea  pig 
stomach  was  studied  in  vitro  using  an  isolated 
muscle  strip  from  the  gastric  body.   The  excitatory 
response  to  vagal  stimulation  became  inhibitory 
following  treatment  with  atropine  (1  x  10"^ 
-1  x  10"^  g/ml).   \i/hile  sympathetic  inhibition 
was  nearly  completely  blocked  by  guanethedine 
or  reserpine,  vagal  stimulation  was  undisturbed. 
Hexamethonium  (2  x  10"^  -5  x  10"^  g/ml)  added  to 
atropine  plus  guanethedine  pretreated  strips, 
consistently  reduced  vagal  inhibition,  the  effect 
being  inversely  related  to  the  stimulation  rate. 
5-Hvdroxytryptamine  (5-HT  5  x  10"^  -  1  x  10"^ 
g/ml)  gave  rise  to  deep  relaxation  with  partial 
recovery  of  tone  after  10-15  min,  and  when  given 
after  hexamethonium,  5-HT  tachyphylaxis  left  the 
hexamethonium-resi stant  vagal  inhibition  un- 
changed.  While  high  stimulation  rates  were 
required  for  observable  effects,  sympathetic 
stimulation  was  always  inhibitory  in  the  many 
muscle  cells  which  were  innervated  by  vagal  and 
sympathetic  nerves.   Stimulation  of  vagal  fibers 
in  the  presence  or  absence  of  atropine  at  a  low 
rate  was  followed  by  either  excitatory  junctional 
potentials  often  followed  by  spikes,  or  by 
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inhibitory  junctional  potentials.   When  the 
effect  of  guanethedine  (5  x  10"^  g/ml)  was 
tested  in  spontaneously  firing  cells,  it  selectively 
blocked  sympathetic  inhibition  (20/sec)  with  no 
effect  on  vagal  stimulation  (2/sec)  . 


5470      EFFECTS  OF  GRADED  ACETYLCHOLINE 

INFUSIONS  ON  INTESTINAL  MOTILITY,  VOLUME, 
AND  BLOOD  FLOW.   (E.)   Kewenter,  J.  (U.  Goteborg 
3rd  Dept.  Surg,,  Sweden).  fSaand,    J.    Gastroenterol. 
6(5):'t35-'i'tO,  1^371 . 

The  effects  of  graded  acetylcholine  (ACIl)  doses 
infused  i ntra-arter ial 1 y  (i.a.)  to  the  intestine 
on  intestinal  motility,  volume,  and  blood  flow 
were  studied  in  27  cats.   Infusion  of  lower 
doses  of  ACH  (O.l  -  1  y/min)  was  followed  by 
increases  in  the  blood  flow  in  denervated  prepara- 
tions up  to  about  half  of  the  maximal  flow. 
Further  increases  in  the  ACH  doses  caused  decreased 
blood  flow  in  proportion  to  the  doses  given. 
The  intraluminal  pressure  increased  directly  with 
the  ACH  dose.   At  an  ACH  infusion  rate  of  10  y/min 
or  more,  there  was  a  clear  relationship  between 
jejunal  motility  and  blood  flow.   A  net  increase 
of  intestinal  volume  was  observed  during  the  i.a. 
ACH  infusion  at  doses  higher  than  10  y/m'\n.      The 
volume  fluctuated  with  the  changes  in  intraluminal 
pressure  and  blood  flow,  decreasing  at  the 
motility  peaks  and  increasing  at  the  transient 
intraluminal  pressure  reductions,   tlowever,  with 
each  motility  cycle  there  was  a  net  increase  of 
Intestinal  volume,  which  thus  increased  in  a 
stepwise  manner,   tlalf  of  this  volume  increase 
was  due  to  an  increase  in  intestinal  mass, 
indicating  wall  edema. 


5't71      THE  EFFECT  OF  SOME  SPASMOLYTIC  DRUGS 

ON  THE  CHOLEDOCHO-DUODENAL  JUNCTION  IN 
MAN.   (E.)   Kewenter,  J.  (Sahlgrenska  Hosp., 
Goteborg,  Sweden)  and  N.  G.  Kock.  Saand.    J. 
Gastroenterol.    6(5)  r'tOl -'4O5,  1971. 

The  effect  of  morphine  alone  and  with  atropine, 
methyl scopol ami ne,  butyl scopol ami ne,  papaverine 
or  glyceryl  nitrate  on  common  bile  duct  pressure 
was  measured  in  patients  who  had  undergone 
cholecystectomy  5  days  previous  to  the  studies. 
Following  the  i.v.  administration  of  morphine  (2.5 
mg) ,  the  intracholedochal  pressure  increased 
significantly  in  all  10  patients.  The  mean 
increase  in  choledochal  pressure  following 
morphine  and  atropine  (0.5  mg)  administration  was 
less  than  the  corresponding  increase  after 
morphine  alone,  but  the  difference  was  not 
significant.   Administration  of  morphine  and 
methyl scopol ami ne  (10  mg)  resulted  in  a  pressure 
curve  which  initially  reached  only  approximately 
half  that  of  the  level  found  after  morphine  alone. 
Butyl  scopolamine  (80  mg)  injection  after  morphine 
resulted  in  a  markedly  lower  pressure  curve 
compared  with  the  curve  following  morphine  alone. 
Sublingual  administration  of  glyceryl  nitrate 
(0.5  mg)  2  min  after  morphine  injection  resulted 


in  a  marked  but  short-lasting  depression  of  the 
pressure. 

5'l72      ESOPHAGOTONOKYMOGRAPHIC  AND  ROENTGENO- 
CIMEMATOGRAPHIC  STUDY  OF  THE  MECHANISM 
OF  CLOSURE  OF  THE  CARDIA.   (Rus.)   Grebenev, 
A.  L,,  M.  H.  Salman  and  A.  S.  Stepenko.  Klin. 
Med.    aiosk.)    'i!} (2): 86-92,  1971. 


5'(73      TONE  OF  THE  GASTROESOPHAGEAL  JUNCTION: 
ITS  RESPONSE  TO  ABDOMINAL  COMPRESSION 
AND  TO  S\MLLOWING.   (E.)   Henderson,  R.  D.  (U. 
Toronto  Dept.  Surg.,  Ontario,  Canada)  and  K. 
Rodney.  Can.    J.    Surg.    I't  (5)  :  328-33'*,  1971. 


5't7't      THE  MIDBRAIN  AND  GASTROINTESTINAL 

MOTOR  ACTIVITY.   FUNCTIONAL  TOPOGRAPHY 
OF  MESENCEPHALIC  STRUCTURES  WHICH  CONTROL 
GASTROINTESTINAL  MOTOR  ACTIVITY.   (Ger.) 
Bernthal ,  I.  (Inst.  Med.  Pharm.,  Bucharest, 
Rumania),  A.  Fa  ibis  and  E.  Wawernia.  Rev.    Rovm. 
Physiol.    0(3):227-23'*,  1971. 


5'475      MASS  MOVEMENTS  AND  I  NTRACOLON  I  C 

PRESSURES.   (E.)   Torsol I ,  A.  (U.  Rome 
2nd  Med.  Clin.),  M.  L.  Ramorino,  M.  V.  Ammaturo, 
L.  Capurso,  P.  Paoluzi  and  F.  Anzini.  Am.    J. 
Dig.   Vis.    1 6 (8) :693-696,  1971. 


5^476      PROPULSION  AND  RETROPULSION  OF  NORMAL 

COLONIC  CONTENTS.   (E.)   Ritchie,  J.  A. 
(Radcliffe  Infirm.,  Oxford,  England),  S.  C. 
Truelove,  G.  M.  Ardran  and  M.  S.  Tuckey.  Am.    J. 
Dig.   Dis.    l6(8):697-70'i,  1971. 


5'477      METHODS  FOR  RECORDING  ELECTRICAL 

ACTIVITY  OF  THE  HUMAN  COLON  IN  VIVO. 
CLINICAL  APPLICATIONS.   (E.)   Provenzale,  L. 
(U.  Catania  Inst.  Spec.  Surg.  Pathol.,  Italy) 
and  M.  Pisano.  Am.    J.    Dig.    Dis.    1 6 (8) : 71 2-723, 
1971. 


5'(78      EFFECTS  OF  CATECHOLAMINES,  NICOTINE, 

ACETYLCHOLINE  AND  POTASSIUM  ON  THE 
MECHANICAL  ACTIVITY  OF  THE  COLONIC  MUSCULARIS 
MUCOSAE  IN  THE  CAT.   (E.)   Onori,  L.  (U.  Rome 
2nd  Med.  Clin.),  C.  A.  Friedmann,  G.  M.  Frigo 
and  M.  Tonini.  Am.    J.    Dig.    Dis.    1 6(8) :689-692 , 
1971. 


5'l79      NERVOUS  REGULATION  OF  GASTRIC  MOTILITY. 

(Nor.)   Haffner,  J.  (Pharmacol.  Inst., 
Oslo,  Norway),  S.  Aune,  G.  Jansson  and  J.  0. 
Stadaas.  Tidsskr.    Nor.    Laegeforen.    91 (8) :596-602, 
1971. 


5'(80 


SPASMOLYTIC  EFFECTS  OF  CADMIUM  AND 
ZINC  IONS  UPON  THE  GUINEA  PIG  ISOLATED 
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ILEUM  PREPARATION.   (E.)   Schnieden,  H.  (Univ, 
Deot  Pharmacol.,  Manchester,  England)  and  R.  C. 
Small.  Br.    J.    Pliarmaool.    M  (3)  :  W8-it93,  1^71. 


5402      METHOD  FOR  STUDYING  ELECTRICAL  AND 

MECHANICAL  ACTIVITY  OF  ISOLATED 
INTESTINE.   (E.)   Perkins,  W.  E.  (Univ.  Illinois 
Dept.  Physiol.  Biophys.,  Urbana,  111.).  J.   Appl. 
Physiol.    30(5): 768-771,  1971. 


5481      MECHANISM  OF  SMOOTH  MUSCLE  CONTRACTION. 

AN  ELECTRON  MICROSCOPE  STUDY  OF  THE 
MOUSE  LARGE  INTESTINE.   (Ger.)   Neumann,  H.  G. 
(Univ.  Histol.  Ctr.,  Heidelberg,  Germany). 
Cytobioloqie   3 (2) : 259-281 ,  1971. 


5483      ANAL  CONTINENCE.   PHYSIOLOGICAL  DATA 

AND  APPLICATION  TO  FUNCTIONAL  EXPLORATION. 
(Fr.)   Gouin,  R.  (Bichat  Hosp.,  Paris),  D. 
Couturier,  C.  Roze  and  C.  Debray.  Presse  Med. 
79(10)  :447-45't,  1971. 


See  also  numbers:  54l4,  5415,  5406,  5628,  5767,  5957 
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S^Q^  REGENERATION  OF  RAT  SUBMANDIBULAR 

GLAND  FOLLOWING  PARTIAL  EXTIRPATION. 
A  LIGHT  AND  ELECTRON  MICROSCOPIC  STUDY.   (E.) 
Hanks,  C.  T.  (State  U.  New  York  Dept.  Oval 
Pathol.,  Buffalo)  and  A.  P.  Chaudhry.  Am.    J. 
Anat.    130  (2): 195-208,  1971. 


S'tOS      EFFECT  OF  XYLAMIDE  ON  SOME  ACTIONS  OF 
CERULEIN.   (It.)   Mantovani,  P.  (Univ. 
Parma  Inst.  Pharmacol.,  Italy),  G.  L.  Piccinin 
and  M.  C.  Ugolotti  Adorni.  Arch.    Int.    Pharmaaodyn. 
Ther.    1 89(2) :31 9-327,  1971. 


See  also  numbers:  5'^U ,    S'tSg,  6036,  6063 
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5'486      SIMULTANEOUS  OBSERVATION  OF  GASTRIC 

MOTOR  AND  SECRETORY  RESPONSE  TO  VAGAL 
STIMULATION  IN  NORMAL  AND  DIABETIC  DOGS.   (E.) 
Sugawara,  K.  ,  R.  C.  Chav'vla  and  M,  M.  Eisenberg 
(Mt.  Sinai  Hosp.,  Minneapolis,  Minn.).  Surgeru 
70(3):325-333,  1971. 

Gastric  acid  secretory  and  motor  activity  were 
measured  after  the  administration  of  insulin  and 
2-deoxy-D-gl ucose  (2-DG)  to  normal  and  diabetic 
dogs  to  evaluate  their  response  to  changes  in 
blood  sugar.   In  normal  dogs,  insulin  (1.0  U/kg) 
and  2-DG  (100-150  mg/kg)  stimulated  both  gastric 
acid  secretion  and  motility,  and  caused  a  gradual 
decrease  in  the  serum  potassium  level.   In 
diabetic  dogs,  insulin  (2.0-5.0  U/kg)  did  not 
stimulate  either  secretion  or  motility  until  after 
a  latent  period  of  60-195  min;  however,  2-DG 
(250-'400  mg/kg)  administration  was  followed  by 
the  onset  of  acid  secretion  and  motility  stimula- 
tion within  15  min.   With  2-DG,  the  blood  sugar 
level  was  increased  significantly  while  the  serum 
potassium  level  decreased.   Critically  low  blood 
levels  seem  to  be  necessary  for  insulin  to 
stimulate  gastric  acid  secretion  and  motility  in 
both  normal  and  diabetic  dogs. 


5'<87      EFFECTS  OF  EXOGENOUS  ATP  ON  ACID 
SECRETION  IN  FROG  GASTRIC  MUCOSA. 
Kidder,  G.  W. ,  III  (Wesleyan  U.  Biol.  Dept,, 
Middletown,  Conn.).  Am.    J.    Physiol.    221(2); 
421-'426,  1971. 


(E.) 


The  addition  of  ATP,  ADP  or  adenosine  in  the 
serosal  bathing  solution  in  chambered  frog 
gastric  mucosa  were  studied  for  their  effects  on 
secretory  rate,  potential  difference  and  cyto- 
chrome steady  state.  The  addition  of  ATP  pro- 
duced a  prompt  increase  in  secretory  rate,  followed 
by  a  decrease  before  returning  to  a  steady  state 
somewhat  higher  than  the  control  state.   Also, 
the  potential  rose  rapidly  (after  a  quick  dip) 
and  then  rose  more  slowly  to  a  new  steady  state 
value  higher  than  the  control  value.   The 


cytochrome  signal  assumed  a  new  steady  state 
more  oxidized  than  the  control  steady  state,  as 
would  be  expected  from  the  secretory  inhibition. 
ADP  and  adenosine  did  not  stimulate  secretion. 
Both  ATP  and  ADP,  but  not  adenosine,  increased 
the  time  required  following  reoxygenat ion  for 
secretion  to  resume.   The  correlation  between 
secretion  and  cytochrome  c  steady  state  shifts 
is  consistent  with  the  results  from  inhibition 
and  histamine  stimulation.   ATP,  ADP  and  adenosine 
have  different  effects  on  the  gastric  mucosa  and 
are  therefore  not  acting  by  a  common  intermediate. 
Possible  mechanisms  of  action  include  direct 
penetration  of  the  added  nucleotides  on  the 
serosal  membrane,  and  transformations  of  the 
nucleotides  into  different  forms  before  penetra- 
tion and  action. 


5*408      EVIDENCE  AGAINST  HISTAMINE  AS  FINAL 

CHEMOSTIMULATOR  OF  GASTRIC  ACID 
SECRETION.   (E.)   Hakanson,  R.  (U.  Lund  Dept. 
Pharmacol.  Surg.,  Sweden)  and  G.  Liedberg.  Am. 
J.   Physiol.    221  (2)  :6'4l-6'43,  1971. 

To  investigate  whether  gastrin  and  vagal  excitation 
are  dependent  on  histamine  as  an  intermediate  in 
evoking  gastric  acid  secretion,  antrectomized 
male  Wistar  rats  were  used  for  determination  of 
gastric  mucosal  histamine  and  histidine  decarbox- 
ylase activity.   Insulin  failed  to  affect  a  re- 
duction in  histamine  content  and  did  not  activate 
gastric  histidine  decarboxylase  after  antrectomy, 
even  though  its  stimulating  effect  on  acid  secretion 
persisted.   Since  insulin  stimulates  acid 
secretion  through  vagal  excitation  independently 
of  histamine  release  and  formation,  apparently 
histamine  is  not  a  mediator  of  the  insulin- 
induced  acid  secretion.   Hexamethon i um  which 
caused  a  slight  decrease  in  basal  acid  secretion, 
completely  blocked  h i stami ne- induced  acid  secre- 
tion but  not  that  induced  by  pentagastr i n. 
Therefore,  pentagastrih  retained  its  acid- 
stimulating  capacity  under  conditions  when  the 
acid-stimulating  effect  of  histamine  was  blocked. 
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The  function  of  gastric  histamine  is  probably 
associated  with  some  specific  cytochemical  or 
cytophysiolog ical  process  in  those  endocrine 
cells  (oxyntic  gland  area)  in  which  it  is  pro- 
duced and  stored. 


5it89      SULFATED  GLYCOPROTEINS  IN  HUMAN  GASTRIC 

SECRETION  AFTER  ESOPHAGECTOMY.   (Fr.) 
Lambert,  R.  (E.  Herriot  Hosp.,  Lyon,  France),  F. 
Martin  and  C.  Andrg.  C.    R.    Soa.    Biol.     (Paris) 
l6'<(ll):2279-2282,  1970. 

By  electrophoresis  on  cellulose  acetate,  sulfated 
glycoproteins  were  found  in  saliva,  but  not  in 
gastric  juice,  from  2  men,  aged  ^48  and  50  yr  who 
had  undergone  esophagectomy  for  cancer  1-2  months 
before.   In  the  first  patient  small  traces  of 
compounds  were  found  with  mobilities  close  to 
those  of  chondroitin  sulfate  or  nucleic  acids, 
but  these  probably  come  from  nuclear  debris  and 
interstitial  tissue.   These  results  suggest  that 
sulfated  glycoproteins,  which  are  normally  present 
in  human  gastric  juice,  may  originate  in  salivary, 
rhinopharyngeal ,  or  bronchial  secretions  or  in 
secretion  from  the  esophageal  mucous  glands. 


5i(90      THE  EFFECT  OF  ARGININE  MODIFICATION  ON 

THE  pH  DEPENDENCE  OF  PEPSIN  ACTIVITY, 
(E.)   Kitson,  T.  M.  (U.  Oxford  Dyson  Perrins  Lab., 
England)  and  J.  R.  Knowles.  FEES  Lett.    16(4): 
337-338,  1971. 

The  effect  of  phenyl gl yoxal ,  and  arginine  specific 
reagent,  on  the  activity  of  pepsin  was  studied. 
When  pepsin  (5  mg/ml)  was  allowed  to  react  at 
room  temperature  with  100  mM  phenyl g lyoxal  hydrate 
at  pH  5.5  for  ^4  hr,  the  proteolytic  activity 
(determined  by  hemoglobin  assay  and  by  the 
continuous  automatic  ninhydrin  technique)  was 
decreased  by  55%   where  it  remained  for  20  hr. 
Lineweaver-Burk  plots  indicated  that  inactivation 
took  place  not  by  blocking  of  the  enzyme's  active 
site,  but  by  an  effect  on  the  catalytic  process 
subsequent  to  enzyme-substrate  binding.   The  pK^ 
of  h.l   exhibited  by  native  pepsin  was  unchanged 
after  modification  by  phenyl gl yoxa 1 ,  whereas  the 
pKg  of  1.0  was  raised  to  approximately  1.5. 
There  was  no  difference  in  the  arginine  content 
of  the  modified  and  unmodified  enzyme. 


5it91      KINETIC  COMPARISON  OF  HUMAN,  CANINE 

AND  PORCINE  PEPSINS.   (E.)   Tritsch, 
G.  L.  (Roswel 1  Park  Mem.  Inst.,  Buffalo,  N.  Y.) 
and  C.  R.  Sachatello.  Comp.    Bioohem.    Physiol. 
39('*8):715-718,  1971. 

The  variation  of  the  Michael  is  constant  (K^,)  and 
the  extrapolated  maximum  rate  of  reaction  at 
infinite  substrate  concentration  (V)  with  pH  for 
hemoglobin  of  crystalline  porcine  pepsin  and 
human  and  canine  gastric  juices  was  studied.  The 
Kfn's  for  human,  canine  and  porcine  pepsin  for 
hemoglobin  were  6.3  x  lO""*  M,  10.0  x  10"'*  M,  and 


1.1  X  10-'*  M,  resp.  at  pll  2.   The  ionizing  group 
on  the  enzyme-substrate  complexes  of  human  and 
canine  peps i n-hemoqlobi n  showed  the  same  dissocia- 
tion constant  (pK=3.0)  while  that  for  porcine 
pepsin-hemoglobin  was  at  a  lower  pH.   At  pH  2, 
valid  comparisons  can  seemingly  be  made  between 
human  and  canine  pepsins  on  a  molar  basis, 
porcine  pepsin  being  a  reasonable  gravimetric 
standard  for  such  studies. 


5492      ORIGIN  OF  THE  SULFATED  GLYCOPROTEINS 

IN  HUMAN  GASTRIC  SECRETIONS.   (E.) 
Lambert,  R.  (E.  Herriot  Hosp.,  Lyon,  France),  C. 
Andrg  and  A.  B6rard.  Digestion  h{k) :llh-2h3, 
1971. 

In  studying  the  origin  of  sulfated  glycoproteins 
in  human  gastric  secretions,  some  observations 
in  various  patients  were  made:   in  vivo  tracer 
studies  with  rad iosul f ate,  collection  of  un- 
contaminated  gastric  juice  and  exploration  of 
other  sources  of  contamination  of  the  gastric 
juice.   Saliva  obtained  from  a  patient  after 
i.v.  injection  of  radiosulfate  contained  10.2  mg 
of  sulfated  glycoproteins.  There  was  no  histo- 
chemical  or  hi stoautorad iograph ical  evidence  of 
sulfate  in  fundic  biopsies  6  and  2h   hr  after  the 
injection  of  the  isotope.   Although  sulfated 
glycoproteins  were  present  in  the  salivary 
secretions  of  2  esophagectomi zed  patients,  there 
was  no  evidence  of  these  substances  in  the 
gastric  juice  obtained  at  gastrostomy.   Examination 
of  the  esophagogastric  junction  in  2  specimens 
revealed  a  large  amount  of  acidic  glycoproteins 
located  in  the  cardiac  glands.  These  glands  may 
be  responsible  for  the  presence  of  sulfated 
glycoproteins  in  the  gastric  juice,  especially 
when  the  salivary  contamination  is  prevented. 


5't93      RESERPINE-INDUCED  DEPLETION  OF  GASTRIC 

VITAMIN  B12-BINDING  PROTEINS  IN  THE 
RAT.   (E.)   H§kanson,  R.  (U.  Lund  Dept.  Pharmacol., 
Sweden),  G.  Liedberg  and  K.  Lindstrand. 
Expevientia   27(7)  :807-808,  1,971. 

The  effect  of  reserpine  on  gastric  stores  of 
vitamin  B]2-binding  proteins  was  studied  in 
rats,  mice,  hamsters,  guinea-pigs  and  rabbits, 
and  the  effect  of  vagal  denervation  on  gastric 
histamine  content  and  vitamin  Bi2-binding  proteins 
were  investigated  in  the  rat.   Reserpine 
mobilized  gastric  vitamin  Bi2-binding  proteins 
and  histamine  in  the  rat,  however,  it  had  no 
effect  in  the  mouse,  hamster,  guinea-pig  and 
rabbit.   While  reserpine  failed  to  deplete  the 
gastric  stores  of  vitamin  Bi2-binding  proteins 

in  these  animals,  the  B^  2"'' '  "'^^''^  °^  ^^®  ''^'- 
reside  in  a  reserpi ne-sens i t i ve  storage  pool  of 
gastric  cells.   Vagal  denervation  caused  total 
inhibition  of  reserpi ne- i nduced  mobilization  of^ 
gastric  histamine  and  vitamin  R]2-hinding  proteins. 
The  antipernicious  principle  (intrinsic  factor) 
seems,  therefore,  to  be  located  in  some  gastric 
endocrine  cell  type. 
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5/494      FEAR  AND  GASTRIC  ACID  PRODUCTION. 

(Ger.)   Berner,  P.  (Univ.  Psychiatr. 
Neurol.  Clin.,  Vienna),  A.  Neumayr  and  G.  Stacher. 
K.  Gastroenterol.    9 C*) : 256-265,  1971. 

Fear  induced  in  4  normal  subjects  by  suggestion 
under  hypnosis  (lasting  6O-8O  min.)  caused  a 
statistically  significant  increase  in  stomach 
acid  production  (measured  using  the  endoradial 
probe)  as  compared  to  basal  values.   A  slight 
initial  decrease  (minimum  after  h(->   min)  in 
acidity  was  noted  at  the  beginning  of  the  experi- 
ment (probably  due  to  a  predominance  of  sympathetic 
impulses).   Peak  acid  production  occurred  almost 
always  after  discontinuation  of  hypnosis  (and 
fear  suggestion)  with  a  maximum  after  8h   min  (due 
to  a  vagal  counter-regulation).   Acid  secretion 
induced  by  fear  sometimes  reached  levels  as  high 
as  those  obtained  in  the  same  subjects  by  the 
maximal  betazole  (1.7  mg/kg)  or  insulin  (0.3 
units/kg)  tests.   Administration  of  diazepam  (10 
mg.  i.v.)  at  the  start  of  the  experiment  first 
caused  a  strong  decrease  and  later  only  a  moderate 
increase  in  acid  production  after  discontinuation 
of  hypnosis  (maximum  7  min).   Statistical  analysis 
revealed  that  the  maximal  levels  induced  by  fear 
were  significantly  lower  after  diazepam  administra- 
tion than  those  reached  when  no  diazepam  or  a 
placebo  were  given  to  the  subjects.   Neither 
hypnosis  alone  nor  diazepam  or  placebo  alone 
(without  fear)  caused  a  change  in  acid  production 
when  compared  to  basal  levels. 


5^95      DETERMINATION  OF  ELECTROLYTE  CONCENTRA- 
TIONS IN  PRIMARY  GASTRIC  SECRETION  IN 
NORMAL  SUBJECTS  AFTER  ADMINISTRATION  OF  LARGE 
DOSES  OF  HISTAMINE.   (Fr.)   Ligny,  G.  (Charleroi 
Civil  Hosp.,  Belgium)  and  J.  Manouiloff.  Arch. 
Fr.    Mai.   App.    Dig.    60(3,  Suppl  .  l):33-'t6,  1971. 

After  injection  of  a  large  dose  of  histamine 
hydrochloride  (0.0^4  mg/kg  s.c),  close  correla- 
tions were  obtained  between  total  acidity,  free 
acidity,  and  Na"*",  CI",  and  Ca"''"''  concentrations  in 
16  normal  subjects.   Ionic  concentrations  of 
gastric  parietal  and  nonparietal  secretion  were 
calculated  by  extrapolating  relations  between 
electrolyte  concentration  and  concentrations  of 
total  and  free  acid.   After  administration  of 
histamine  to  20  normal  subjects,  the  concentration 
of  K+  did  not  change  linearly,  but  initially 
increased,  reached  a  maximum,  and  then  decreased. 
The  Na"*"  concentration  in  alkaline,  nonparietal 
secretion  was  calculated  in  23  normal  subjects 
from  individual  relations  between  total  acidity 
and  the  Na"*"  concentration.   After  histamine 
injection  Na"*"  concentrations  in  nonparietal 
gastric  secretion  increased  to  values  which  were 
almost  isotonic  with  plasma. 


5496 
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INHIBITION  OF  GASTRIC  SECRETION  IN  MAN 
BY  PROSTAGLANDIN  A] .   (E.)   Wilson, 
Illinois  Hosp.,  Chicago),  C.  Phillips 
Levine.  Gastroenterology   61 (2) :201 -206, 


Data  are  presented  which  show  that  prostaglandin 
Al  (PGA))  reduces  human  gastric  secretory  responses 
to  histamine  and  may  show  a  beneficial  role  in 
treatment  of  peptic  ulcer  and  gastric  mucosal 
bleeding.   The  effect  of  PGAi  on  gastric  secretion 
was  evaluated  on  18  normal  individuals.   PGAi 
^^/as  infused  for  30  min  in  low  dose  (0.5  to  0.6 
yg/kg/min)  and  in  higher  dose  (1.0  to  1.25  yg/kg/min) 
to  separate  groups  of  9  subjects  after  a  steady 
state  of  gastric  output  was  obtained  using  i.v. 
histamine  (0.015  mg/kg/hr).   PGA]  inhibited  mean 
volume  by  30%  and  acid  output  by  251  during 
infusion.  The  mechanism  of  this  action  is  unknown. 
Subjects  receiving  the  lower  dose  had  a  greater 
reduction  in  gastric  secretion  indicating  the 
effects  to  be  dose-dependent.   After  infusion 
was  discontinued  mean  volume  and  acid  output  were 
98?;  and  103%  of  control  levels,  resp.   Plasma 
free  fatty  acid  levels  and  pulse  rate  were 
Increased  during  PGA]  infusion.   However,  these 
are  the  first  human  studies  indicating  that  PGA] 
does  not  affect  plasma  immunoreact I ve  insulin, 
growth  hormone  levels,  or  plasma  Cortisol. 


5(497      EFFECT  OF  UNILATERAL  VAGOTOMY  ON 

GASTRIC  SECRETION  IN  THE  FERRET.   (E.) 
Basso,  N.,  N.  Umeda,  J.  L.  A.  Roth,  E.  Passaro, 
Jr.  and  C.  J.  Pfeiffer  (Presbyterian-U.  Pennsylvania 
Med.  Ctr.,  Philadelphia).  Gastroenterology 
61 (2) :207-210,  1971. 

The  effect  of  posterior  unilateral,  truncal 
(subdiaphragmatic)  vagotomy  on  the  gastric  add 
response  to  pentagastr i n ,  histamine,  and  insulin 
was  evaluated  in  the  chronic  gastric  fistula 
ferret.   Considerable  difference  was  observed  in 
the  response  to  these  stimulants  indicating 
that  nonvagal  influences  vary.   Unilateral 
vagotomy  reduced  the  basal  acid  output  and  the 
acid  output  to  each  of  these  agents.   Reduction 
in  acid  concentration  did  not  parallel  the 
decrease  in  acid  output.  The  maximal  dose  of 
pentagastrin  stimulated  acid  output  more  than 
the  maximum  dose  of  histamine  in  intact  animals, 
but  after  unilateral  vagotomy  acid  output  was 
similar  for  pentagastrin,  histamine  and  insulin 
stimulation  supporting  the  hypothesis  that  the 
vagus  must  be  intact  to  achieve  maximum  penta- 
gastrin response. 


5498      STUDY  OF  BICARBONATE  SECRETION  BY  THE 

HUMAN  STOMACH.   (Fr.)   Andr6,  C.  (E, 
Herriot  Hosp,,  Lyon,  France),  M.  Vagne,  R. 
Lambert  and  J.  Bruhifere.  C.    R.    Soa.    Biol.     (Paris) 
l6'i(ll):2275-2278,  1970. 

Measurements  of  gastric  HCO3-,  CI",  Na"*",  and  K 
secretion  were  made  on  20  normal  subjects  under 
basal  conditions  and  after  administration  of  a 
glycine-NaOH  buffer  (pH  9.^*)  and  s.c.  administra- 
tion of  betazole  (l„5  mg/kg).   Betazole  increased 
basal  secretion  of  HCO3"  by  235-266%,  of  CI"  by 
373-5901,  and  of  K+  by' 138-185%.  Most  of  these 
increases  were  significant.   Gastric  secretion 
of  HCO3"  was  not  constant  but  paralleled  acid 
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secretion.   It  is  suggested  that  HCO3"  is  secreted 
by  the  parietal  cells. 


Sitgg    COMPARISON  of  exogenous  secretin  and 

DUODENAL  ACIDIFICATION  ON  PEPSIN 
SECRETION  IN  DOGS.   (E.)   Johnson,  L.  R.  (U. 
Oklahoma  Sch.  Med.,  Oklahoma  City)  and  L.  A. 
Harrison.  Am.    J.    Physiol.    221  (3)  :78't-787,  1971. 

Evidence  is  presented  which  supports  the  hypothesis 
that  secretin  is  the  only  enterogastrone  responsible 
for  the  pepsin  response  during  duodenal  acidifica- 
tion in  the  dog.   Secretin  stimulated  pepsin 
secretion  and  duodenal  acidification  stimulates 
pepsin  secretion  in  the  dog.   In  3  dogs  with 
Heidenhain  pouches  and  gastr i c- i ntest i nal  fistulas, 
pepsin  outputs  were  determined  during  i.v. 
administration  of  secretin  and  intestinal  acidifi- 
cation.  The  dose-response  curves  for  acidifica- 
tion and  exogenous  secretin  were  similar.   Under 
conditions  of  low  pH  secretin  release  was  a 
function  of  the  rate  of  entry  (mN/time)  of 
titratable  acid  into  the  intestine.   Secretin 
doses  of  0.5,  1.0,  and  2.0  U/kg-hr  were  administered 
and  HCl  acid  was  infused  into  a  duodenal  cannula 
in  concentrations  of  kQ,    80,  120,  and  1 60  mN  at 
a  rate  of  150  ml/hr.   Pepsin  secretion  increased 
with  each  6  mEq  H+/hr  increment.   Approximate 
maximal  concentrations  for  acid  and  pepsin  were 
not  exceeded.  The  highest  dose  of  secretin  and 
the  highest  concentration  of  acid  produced  pepsin 
secretion  6-fold  over  basal  rate  while  lower 
doses  produced  correspondingly  lower  pepsin 
secretion.   It  was  concluded  that  secretin 
accounts  for  the  changes  in  gastric  and  pancreatic 
secretions  when  physiological  amounts  of  acid 
enter  the  dog  intestine. 


5500      A  GASTRIC  SECRETION  TEST  IN  THE  INTACT 
GUINEA-PIG.   (E.)   Capoferro,  R.  (Natl. 
Hosp.,  Oslo,  Norway)  and  0.  Torgersen.  Soand. 
J.    Gastroenterol.    6(5)  :'i29-'433,  1971. 

A  new  method  for  the  study  of  gastric  secretion 
using  P.O.  intubation  in  the  guinea  pig  is  pre- 
sented.  In  salivary  secretion  tests,  the  total 
secretion  varied  considerably  (O.l  -  3.'*  ml/hr), 
but  the  effectiveness  of  the  collection  adapter 
device  in  preventing  swallowing  of  saliva  was 
constant:   less  than  \0%   of  the  total  salivary 
secretion  was  recovered  from  the  esophagus. 
Contrast  medium  studies  indicated  completeness  of 
gastric  juice  collection.  The  mean  pH  values  of 
samples  varied  between  1.9  for  basal  secretion 
and  1.0  for  the  maximal  betazole  -  or  pentagastrin 
stimulated  secretion.  The  lowest  dose  that 
elicited  an  acid  output  significantly  higher 
than  the  basal  secretion  was  1  yg/kg/hr  for 
pentagastrin  and  1  mg/kg/hr  for  betazole.  The 
appropriate  dose  of  betazole  for  the  secretion 
test  was  determined  to  be  kS   mg/kg/hr  since 
results  with  this  dose  showed  good  reproducibility. 


5501      GASTRIC  SECRETION  OF  ACID  AMD  INTRINSIC 

FACTOR  IN  DERMATITIS  HERPETIFORMIS. 
(E.)   Andersson,  H.  (Sahlgren's  Hosp.,  Goteborg, 
Sweden),  G.  Dotevall  and  H.  Mobacken.  Soand.    J. 
Gastroenterol.    6(5)  :'H  1 -'tl  6,  1971. 

Gastric  secretion  and  gastric  intrinsic  factor 
(if)  production,  absorption  of  D-xylose  and 
lactose,  and  the  excretion  of  fat  were  studied 
in  10  patients  with  dermatitis  herpetiformis. 
Both  basal ly  and  after  pentagastrin  stimulation 
gastric  acid  secretion  showed  low  values  in  9 
out  of  the  10  patients,  3  showing  achlorhydria 
and  6  having  hypochlorhydr ia.   IF  secretion 
after  pentagastrin  stimulation  was  low  in  3 
patients,  subnormal  in  6,  and  normal  in  1  of  the 
9  patients  studied.   Serum  antibodies  against 
gastric  parietal  cells  could  be  demonstrated  in 
2  patients  and  against  thyroid  cytoplasmic  antigen 
In  1  patient.   In  2  of  the  '(  patients  on  whom  a 
gastric  mucosal  biopsy  was  performed,  the  mucosa 
of  the  fundus  of  the  stomach  was  atrophic,  and  a 
chronic  inflammatory  reaction  was  observed. 
The  D-xylose  test  was  abnormal  in  6  patients  and 
the  fecal  fat  excretion  was  elevated  in  6. 
Maltase,  isomaltase  and  saccharase  activities 
were  low.   The  small  intestinal  mucosa  was  flat 
in  h   patients,  convoluted  in  3,  and  villous  in  3. 
No  correlation  was  observed  between  the  gastric 
abnormality  and  the  patients'  age,  the  intensity 
of  the  skin  disease,  medication,  or  small 
intestine  mucosal  appearance. 


5502      ACID  RESPONSES  OF  DENERVATED  FUND  I C 

(HEIDENHAIN)  POUCHES  TO  MEALS  COMPARED 
WITH  THOSE  TO  HISTAMINE  AND  PENTAGASTRIN.   (E.) 
Wasunna,  A.  E.  0.  (Univ.  Dept.  Surg.,  Manchester, 
England),  B.  F.  Buxton,  B.  S.  Bed i  and  I.  E. 
Gillespie.  Scand.    J,    Gastroenterol.    6  (5)  :'t07-'tl  0, 
1971. 

Gastric  acid  responses  to  single  large  meals 
were  compared  with  those  to  various  doses  of 
histamine  and  pentagastrin  in  3  dogs  with 
denervated  Heidenhain  pouches.   Acid  outputs 
from  the  pouches  increased  with  larger  doses  of 
histamine,  pentagastrin,  or  the  size  of  the  meal 
reaching  a  maximum  at  levels  of  O.k   mg/kg/hr, 
h.O   mg/kg/hr,  and  60  g/kg,  resp.  The  responses 
to  the  larger  meal  (60  g/kg),  and  the  maximal 
response  to  pentagastrin  were  93^  and  hZ%   resp., 
above  basal  levels.  Thus,  maximal  response  to 
histamine  and  to  the  meal  were  about  the  same, 
while  pentagastrin  gave  a  lower  response. 
Combinations  of  humoral  and/or  neural  stimuli, 
endogenously  initiated  by  food,  may  produce  a 
potentiated  gastric  acid  response  which  exceeds 
that  produced  by  pentagastrin  alone. 


5503      NEW  METHOD  FOR  EVALUATING  TOPICAL 

ACTION  OF  SUBSTANCES  ON  GASTRIC  MUCOSA. 
(E.)   Alphin,  R.  S.  (A.  H.  Robins  Res.  Labs., 
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Richmond,  Va.)  and  D.  A.  Droppleman.  J,    Pharm. 
Sai.    60(9):131'*-1316,  1971. 

A  new  method  is  presented  which  allows  the 
simultaneous  evaluation  of  the  application  of  1 
or  more  substances  on  adjacent  gastric  mucosa 
sites  and  observation  of  gastrotoxic  events  as 
they  occur.   Exposure  time  and  quantity  of  sub- 
stances applied  can  be  varied  easily.   The 
apparatus  consists  of  a  Plexiglas  chamber  v\;hich 
holds  3  glass  containers  into  which  test  agents 
are  placed.   The  results  of  the  application  of 
equimolar  amounts  of  aspirin  (18.0  mg)  and  phenyl- 
butazone (30.3  mg)  on  3^*  gastric  mucosa  sites  in 
6  cats  are  presented.   Of  17  sites  exposed  to 
aspirin  for  1  hr,  16  showed  bleeding  or  lesions 
while  only  slight  bleeding  and  no  lesions  were 
observed  in  the  phenyl butazone-treated  areas.   An 
additional  application  of  this  method  was  shown 
by  determining  the  effect  of  the  pH  of  the  artifi- 
cial gastric  juice  on  the  bleeding  produced  by 
aspirin.   It  was  found  that  when  the  pH  of  the 
juice  was  maintained  above  2.0  little  or  no  bleeding 
resulted  from  topical  administration  of  10  mg 
aspirin.   However,  as  the  pH  decreased  from  2.0 
there  was  a  marked  increase  in  gastric  bleeding. 
This  apparatus  can  be  adapted  for  use  in  large 
or  smal 1  an  imal s. 


550'i      HFFCCT  OF  CALCIUM  CAR'JOtlATE  TRFATMFNT 
ON  BLOOD  pi!  AND  OAHTRIC  ACIDIT^.   (r.) 
Groza,  P.  (D.  Danielopolu  Inst.  Normal  Pliysiol., 
Bucharest),  M.  Corneanu  and  S.  lonescu.  Bev. 
Rovm.    Physiol.    H (3) :209-21 5,  1971. 

Treatment  with  calcium  carbonate  (30-60  g/day  p.o. 
for  7  days)  in  a  group  of  20  patients  with  gastric 
and  duodenal  ulcers  resulted  in  a  decrease  of 
the  average  values  of  gastric  secretion,  but 
with  wide  individual  variations.   In  general, 
treatment  resulted  in  a  slight  al kal i n izat ion 
of  the  blood  as  seen  from  the  elevated  level 
of  metabolic  blood  components  of  pH.   Administra- 
tion of  histamine  caused  a  similar  al kal i nizat ion , 
both  prior  to  and  following  cal cium  carbonate 
treatment,  expressed  by  a  rise  in  pH  due  to 
elevated  bicarbonate  and  excess  base  levels.   It 
was  concluded  that  the  relationship  between  acid- 
base  components  of  the  blood  and  h i stami ne- i nduced 
secretion  are  insufficiently  accurate  to  serve 
as  an  index  of  gastric  secretion. 


5505      THF.  EFFECT  OF  2- (2  ,6-D  I  CHLOROPHENYLAMI  NO)  ■ 

2-IMIDAZOLINE  HYDROCHLORIDE  (CATAPRESAN) 
ON  GASTRIC  AND  PANCREATIC  SECRETION.   (Ger.) 
Kaess,  H.  (U.  Heidelberg  Med.  Klin.,  Germany)  and 
J.  von  Mi  kul  icz-Radecki .  Eur.    J.    Clin.    Pharrnaaol. 
3(2):97-101,  1971. 

The  effect  of  i.v.  admin,  of  catapresan  (2  yg/lcg 
and  h   yg/kg)  on  gastric  secretion  as  well  as  on 
exo-  and  endocrine  pancreas  secretion  was  studied 
in  35  patients  with  dyspeptic  symptoms.   The  ?. 
yg/kg  dose  had  no  effect  on  fasting  gastric 


secretion  but  A  yg/kg  caused  a  strong  decrease 
in  volume  and  acid  secretion  without  affecting 
acid  concentration.   The  compound  {k   yg/l;g) 
administered  prior  to  stimulation  of  gastric 
secretion  with  betazol  {?.    yg/kg)  inhibited 
volume  and  acid  secretion  but  had  no  effect  when 
administered  simultaneously  with  betazol. 
Gastric  secretion  after  maximum  pentagastrin 
(l2/yg/kg/2  hr)  and  insulin  (0.2  U/kg)  stimulation 
was  also  strongly  inhibited  by  't  yg/kg  of 
catapresan.   Secretin  (1  U/lcg) -i nduced  pancreas 
(bicarbonate)  secretion  was  also  markedly  reduced 
after  catapresan.   The  compound  had  no  effect  on 
basal  insulin  and  blood  sugar  levels  in  normal 
subjects  and  one  patient  with  hyper i nsul i n i sm. 


5506      UREMIA  AND  PROLIFERATION  OF  THE 

GASTRIC  MUCOSA.   AUTORADIOGRAPHIC 
INVESTIGATIONS  ON  PHASES  OF  THE  CELL  CYCLE  AND 
GENERATION  TIME  OF  THE  GASTRIC  MUCOSA  IN  UREMIC 
RATS.   (Ger.)   \/egener,  K.  (U.  Heidelberg  Pathol 
Inst.,  Germany),  M.  ROrner,  B.  Krempien,  M. 
'lanke  and  E.  Ritz,  VirahoDs  Arch.    Zellpathol. 
8(3):186-195,  1971. 


The 


H  index,  mitotic  index,  duration  of  the  S 


phase,  duration  of  mitosis,  generation  time,  G-1 
and  G-2  phase  of  k   proliferation  zones  (isthmic 
and  parietal  cells  of  the  fundus,  surface  and 
glandular  cells  of  the  pylorus)  were  determined 
by  the  double  labeling  technique  in  uremic 
Wistar  rats  5  days  after  bilateral  5/6  nephrectomy 
and  compared  to  controls  (renal  decapsulation). 
During  uremia  the  \\^    index  increased  in  all  h 
types  of  cells  but  the  differences  between  the 
H^  indices  in  uremic  and  control  animals  decreased 
progressively  from  the  isthmic  to  the  pyloric 
glandular  cells.   In  uremic  animals  a  statistically 
significant  increase  in  mitotic  index  and  shorter 
DNA  synthesis  time  (S  phase)  was  seen  only  in  the 
isthmic  and  parietal  cells  of  the  fundus.   There 
was  no  change  in  the  S  phase  of  pyloric  cells 
when  compared  to  controls.   There  was  a  significant 
shortening  of  generation  time  and  G-1  phase 
wliich  was  more  pronounced  in  the  fundus  than 
pylorus.   There  was  no  change  in  the  mitotic 
time  in  the  cells  of  the  't  proliferation  zones. 
It  was  noteworthy  that  from  the  fundus  to  the 
pylorus  the  degree  of  proliferation  and  duration 
of  the  cell  cycle  phases  became  more  like  those 
of  the  intestinal  tract.   It  is  concluded  that 
gastric  hydrochloric  acid  which  in  uremia  is 
neutralized  by  ammonia  is  not  essential  for 
mucosal  proliferation. 


5507      TITRATION  OF  MAGNESIUM  TRISILICATE 

MIXTURE  AGAINST  GASTRIC  ACID  SECRETION. 
(E.)   \'/illiams,  M.  (0,ueen  Elizabeth  Med.  Ctr., 
Birmingham,  England)  and  J.  S.  Crawford.  Br.    J. 
Anesth.    'i3  (B)  :7B3-7B't ,  1971. 

Magnesium  Trisilicate  Mixture  BPC  was  titrated 
against  a  hydrochloric  acid  solution  which 
represented  a  high  average  gastric  acid  secretion 
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to  determine  the  dose  required  to  avoid  the 
danger  of  the  acid-aspiration  syndrome.   The  2- 
hourly  administration  of  10  ml  of  the  antacid 
was  found  to  he  an  inefficient  method  of  main- 
taining intragastric  pH  ahove  the  critical  level 
of  3.0  in  patients  with  a  high  average  level  of 
gastric  acid  secretion.   However,  15  ml  of  the 
antacid  given  every  other  hour  appeared  to  he  an 
adequate  precautionary  measure.   Except  in 
circumstances  of  an  unusually  high  and  prolonged 
acid  secretion,  the  routine  administration  of  15 
ml  of  Magnesium  Trisilicate  Mixture  BCP  every  2 
hr  will  maintain  a  safe  intragastric  pH. 


5508      CAFFEINE-STIMULATED  ACID  AND  PEPSIN 

SECRETION:   DOSE-RESPONSE  STUDIES. 
(E.)   Debas,  H.  T.  (Vancouver  Gen.  Hosp.,  Rritish 
Columbia,  Canada),  M.  M.  Cohen,  I.  B.  Holubitsky 
and  R.  C.  Harrison.  Soand.    J.    Gastroenterol. 
6(5):'t53-'t57,  1971. 

The  acid  and  pepsin  response  to  graded  doses  of 
i.v.  caffeine,  the  corresponding  plasma  caffeine 
levels  and  the  relationship  of  these  levels  to 
tliose  achieved  by  normal  coffee  consumption 
were  evaluated  in  '4  healthy  human  subjects.   The 
threshold  of  both  acid  and  pepsin  secretion  in 
response  to  i.v.  caffeine  was  at  an  infusion  of 
160  mg/hr.   At  that  rate  of  infusion  the  plasma 
caffeine  level  was  about  5  mg/liter.   With 
increasing  doses  a  linear  relationship  was 
established  between  both  acid  and  pepsin  output 
and  the  plasma  caffeine  level.   The  maximum 
secretory  response  achieved  was  at  a  plasma 
concentration  of  about  20  mg  of  caffeine/liter 
and  was  approximately  kh%   of  the  pentagastr i n- 
stimulated  maximal  output.   Similar  plasma 
caffeine  levels  were  observed  after  the  subjects 
drank  h-5   cups  of  coffee  over  a  period  of  h-5   hr. 


5509 


LACTIC  ACID  IN  GASTRIC  JUICE.   (E.) 
Piper,  D.  \l.    (Roy.  North  Shore  Hosp., 
Sydney,  Australia),  A.  D.  Clarke,  D.  \7hitecross 
and  M.  Croydon.  Saand.    J.    Gastroenterol.    6(5): 
't65-'*69,  1971. 

The  effects  of  histamine,  pentagastr i n  ,  insulin, 
and  various  sugars  on  gastric  juice  lactic  acid 
secretion  was  studied  in  normal  subjects  and 
patients  suffering  from  gastric  and  duodenal 
ulcer  or  gastric  carcinoma.   All  3  gastric 
stimulants  caused  a  fall  in  lactic  acid  concen- 
tration and  a  rise  in  lactic  acid  output.   There 
was  usually  a  rise  in  lactic  acid  concentration  and 
output  in  response  to  the  administration  of  glucose, 
fructose,  xylitol  or  epinephrine.   Phenformin 
was  without  effect  on  lactic  acid  concentration. 
There  was  no  correlation  between  the  pH  of  the 
specimen  of  gastric  juice  and  its  lactic  acid 
concentration  nor  was  there  a  correlation  between 
lactic  acid  concentration  and  titratable  acidity 
after  administration  of  a  lactic  acid  stimulant. 
Gastric  juice  lactic  acid  content  seems  to 
reflect  the  metabolic  processes  in  the  gastric 
mucosal  eel  Is. 


5510      INHIBITORY  EFFECT  OF  CIGARETTE  SMOKING 

ON  GASTRIC  SECRETION  STIMULATED  BY 
PENTAGASTRIN  IN  MAN.   (E.)   Wilkinson,  A.  R. 
(Gen.  Infirm.,  Leeds,  England)  and  D.  Johnston. 
Lanaet   2(7725) : 628-632 ,  1971. 

Cigarette  smoking  inhibited  gastric  acid  secretion 
in  pentagastrin  stimulated  normal  volunteers  and 
in  patients  with  gastric  or  duodenal  ulceration. 
Acid  concentration  and  pepsin  output  were  also 
decreased  after  cigarette  smoking,  the  inhibition 
being  greater  in  normal  subjects  than  in  patients 
with  duodenal  and  gastric  ulcer.   Smoking  led  to 
a  significant  increase  in  pulse  rate  in  all  3 
groups  of  subjects  and  an  increased  systolic  and 
diastolic  blood  pressure  in  normals  and  duodenal 
ulcer  patients  but  not  in  gastric  ulcer  patients. 
The  reduction  in  acid  output  after  infusion  of 
3  mg  of  nicotine  was  similar  to  the  reduction 
produced  by  cigarette  smoking,  but  failure  of 
the  largest  {k   mg)  dose  of  nicotine  to  produce 
inhibition  was  unexplained.   Inhibition  was  as 
great  in  habitual  smokers  as  in  nonsmokers. 
Smoking  after  a  meal  will  probably  reduce  the 
gastric  secretory  response  to  the  meal.   Giving 
up  smoking  by  patients  with  peptic  ulcer  may 
lead  to  an  increase,  not  a  therapeutic  decrease, 
in  gastric  secretion. 


5511      ON  THE  PRESENCE  OF  HISTIDINE  DECARBOXYLASE 

ACTIVITY  IN  RAT  FORESTOMACH.   (E.) 
Ellenbogen,  L.  (American  Cyanamid  Co.  Lederle 
Labs.,  Pearl  River,  N.  Y.)  and  R.  H.  Engel . 
J.    Pharm.    Pharmacol.    23(8)  :63'*-636,  1971. 


5512      GASTRIC  ACID  SECRETION  AFTER  ORAL  AND 

PARENTERAL  ADMINISTRATION  OF  HISTAMINE 
TO  CIRRHOTICS.  (Sp.)  Freytes,  M.  A.  (San  Roque 
Hosp.,  Cordoba,  Spain),  J.  H.  Carri  and  D.  Canet. 

Rev.    Esp.    Enferm.   Apar.    Dig. 


3'4(6):6'4l-6't6,    1971, 


5513      EFFECT  OF  AMBIENT  TEMPERATURE  ON 

GASTRIC  LESIONS  AND  GASTRIC  SECRETION 
IN  S\7INE.   (E.)   Muggenburg,  B.  A.  (U.  Wisconsin 
Coll.  Agric,  Madison),  T.  Kowalczyk  and  W. 
Olson.  Am.    J.    Vet.    Res.    32  ^4)  :  603-6O8,  1971. 


551't      ISOLATION  AND  CHARACTERIZATION  OF 

BOVINE  PEPSIN.   (Rus.)   Vafin,  A.  Z. 
(state  Med.  Inst.,  Stavporol ,  USSR).  Biokhimiia 
36(l):'(3-'t8,  1971. 


5515      INHIBITION  OF  GASTRIC  SECRETION  BY 

CALCITONIN  IN  MAN.   (E.)   Hesch,  R. 
(Univ.  Med.  Clin.,  Gottingen,  Germany),  M. 
Hufner,  B.  Hasenhager  and  W.  Creutzfeldt. 
Hormone  Metabol.    Res.    3(2):1'40,  1971. 


5516      DEPENDENCE  OF  THE  DEGREE  OF  THE  EFFECT 

OF  EXOGENOUS  HISTAMINE  UPON  GASTRIC 
SECRETION  ON  THE  INDICES  OF  THE  METABOLISM  OF 
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ENDOGENOUS  HISTAMINE.   (Rus.)   Gueller,  L.  I. 
and  Z.  P.  Kozlova.  Lah.    Delo    (4)  :21 2-21  ^4,  1971 


5517      THE  METHOD  OF  SIMULTANEOUS  RECORDING 

OF  THE  TEMPERATURE  AND  THE  CONCENTRATION 
OF  HYDROGEN  IONS  IN  THE  STOMACH.   (Rus.) 
Korobitsine,  V.  T.  and  A.  A.  Kisselev.  Lab. 
Delo    (4):210-211 ,  1971. 


5518      COMPARISON  OF  THE  DATA  OF  THE  INDICES 

OF  GASTRIC  ACIDITY  OBTAINED  WITH  AND 
WITHOUT  INTUBATION.   (Rus.)   Khrouchtcheva ,  E.  A., 
P.  G.  Karvonidi,  E.  K.  Kozlva  and  A.  G.  Kouznetsova . 
Lab.   Delo    (4)  :246-247,  1971. 


5520      GASTRIC  SECRETION  TESTS.   (Sp.) 

Gutierrez  Samperio,  C.  (La  Raza  Med. 
Ctr.,  Mexico  City,  Mexico).  Prensa  Med.    Mex. 
35(n-12):'429-'*37,  1970. 


5521      ADVANCES  IN  GASTRIC  PATHOPHYSIOLOGY: 

SECRETORY  INHIBITION.   (it.)   Cordiano, 
C.  (U.  Padua  Inst.  Spec.  Surg.  Pathol.,  Italy) 
and  G.  Farello.  Reo.    Progr.   Med.    (Roma)    50(1): 
2')-31  ,  1971. 


5522      UTILIZATION  OF  PARENTERALLY  AND  I NTRA- 

GASTRICALLY  ADMINISTERED  AMINO  ACID 
SOLUTIONS.   (Ger.)   Cesnik,  H.  (Univ,  Surg.  Clin. 
Graz,  Austria)  and  R.  Szyszkowitz.  Wien.    Med. 
Woahensohr.    121  (l  3)  :2'43-2't6,  1971. 


5519      INFLUENCE  OF  TRASYLOL  ON  THE  ELECTROLYTE 
SECRETION  OF  THE  SUBMAXIMALLY  STIMULATED 
GASTRIC  MUCOSA  OF  THE  HUMAN.   (Ger.)   Mertz,  D.  P. 
Med.    Uelt   22(25): 1068,  1971. 


5523      SERUM  GASTRIN  AND  GASTRIC  ACIDITY. 
(F.)   Byrnes,  D.  J.  (St.  Vincent's 
llosp.,  Sydney,  Australia)  and  L.  Lazarus.   /Iwst. 
HZ  J.    Med.    1  (0:26-29,  1971  . 


See  also  numbers:   5't36,  5607,  5760,  5831,  5832 
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5524      EFFECT  OF  CHLORPROMAZ I NE  ,  DESMETHYL- 

IMIPRAMINE  AND  LITHIUM  ON  DOPAMINE 
UPTAKE  IN  THE  RAT  PANCREAS.   (E.)   Nordgren,  L. 
(U.  Lund  Dept.  Histol.,  Sweden).  Acta  Pharmaaol. 
Toxicol.    (Kbh.)    29(5-6) : 542-544,  1971. 

After  pretreatment  with  chl orpromaz i ne  (25  mg/kg) 
or  desmethyl imiprami ne  (25  mg/kg),  the  amount  of 
injected  dopamine  (40  mg/kg)  found  in  rat  pancreas 
was  markedly  reduced.   Pretreatment  with  lithium 
produced  no  effect.   After  the  administration  of 
chlorpromazi ne  and  desmethyl imiprami ne,  no 
fluorescence  was  seen  in  the  exocrine  and  the 
endocrine  cells,  whereas  the  catecholamine 
fluorescence  of  the  connective  tissue  appeared 
as  in  the  animals  given  only  dopamine.   No  mast 
cells  were  found  in  these  tissue  sections.   The 
chemical  and  h i stochemical  analyses  strongly 
indicate  that  chl orpromaz i ne  and  desmethyl imi prami ne, 
but  not  lithium  can  block  the  uptake  of  dopamine 
into  the  pancreatic  cells  as  well  as  block  the 
uptake  of  catecholamines  in  the  adrenergic  nerves. 


5525      FUNCTIONAL  CHARACTERISTICS  AND  LYSOSOMAL 

INTEGRITY  OF  THE  ISOLATED  PERFUSED  CAT 
PANCREAS.   (E.)   Ferguson,  \y.  \L     (U.  Virginia 
Sch.  Med.,  Charlottesville),  T.  M.  Glenn  and 
A.  M.  Lefer.  J.    Surg.    Res.    1 1  (7) : 364-374 ,  1971. 


The  secretory,  respiratory,  and  vascular  respon- 
siveness and  ul trastructure  of  the  perfused  cat 
pancreas  were  studied  to  determine  its  physiologic 
status;  and  6-gl ucuron idase  activity  in  pancreatic 
juice,  duodenal  secretions,  bathing  medium,  per- 
fusate, and  pancreatic  homogenates  and  lysosomal 
u 1 trastructure  were  used  to  evaluate  the  lysosomal 
integrity  of  the  preparation.   Ii/ithin  5  minutes 
after  the  onset  of  perfusion  with  a  phys  icflog  i  cal 
salt  solution  plus  dextran,  perfusion  pressure 
usually  stabilized  at  30-35  mm  Hg  but  gradually 
increased  over  the  next  2-j  hr.   Pancreozymin  and 
secretin  administration  decreased  the  total  S- 
gl ucuron idase  activity,  which  in  the  unstimulated 
perfused  pancreas  was  similar  to  that  in  the 
intact  cat  pancreas,  and  caused  a  marked  increase 
in  the  volume  and  trypsin  content  of  pancreatic 
juice.   Hormonal  stimulation  was  followed  by  an 
increase  in  6-gl ucuron idase  activity  in  pancreatic 
juice,  duodenal  secretion,  perfusate  and  the 
bathing  medium,  as  well  as  an  increase  in  the 
number  of  zymogen  granules  and  lysosomes  in  the 
acinar  cells.   The  isolated,  perfused  cat  pancreas 
preparation  seems  to  maintain  a  high  level  of 
structural  and  functional  integrity  both  at 
basal  and  at  maximal  secretory  levels.   Pan- 
creozymin may  increase  the  fragility  of  pancreatic 
lysosomes  causing  the  liberation  of  6-gl ucuron idase 
into  the  pancreatic  duct,  extracellular  space, 
and  intravascular  compartment. 
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5526      STIMULATION  OF  AMYLASE  SECRETION  FROM 

THE  PERFUSED  CAT  PANCREAS  BY  POTASSIUM 
AND  OTHER  ALKALI  METAL  IONS.   (E.)   Argent,  B.  E. 
(U.  Edinburgh  Teaching  Res,  Ctr.,  Scotland), 
R.  M.  Case  and  T,  Scratcherd.  J.    Physiol.     (Land.) 
2l6(3):6n-62'4,  1971. 

The  effect  of  potassium  and  other  alkali  metal 
ions  on  amylase  secretion  from  the  pancreas  was 
studied  in  the  perfused  cat  pancreas.   Perfusion 
with  an  increased  potassium  concentration  was 
followed  by  a  large  output  of  amylase,  a  decrease 
in  the  volume  rate  of  secretion,  and  vasoconstric- 
tion.  \Jhile  lithium  only  depressed  the  secretory 
rate,  the  effects  of  rubidium  and  cesium  were 
similar  to  those  of  potassium.   Amylase  secretion 
was  maximal  at  potassium  concentrations  of  80  - 
90  mM  and  thereafter  declined.   Treatment  with 
atropine  sulfate  blocked  the  effect  of  potassium 
on  amylase  secretion;  however,  it  had  no  effect 
on  the  secretory  rate.   Perfusion  with  excess 
potassium  elicited  the  release  of  a  vasodepressor 
material  with  the  properties  of  acetylcholine 
which  was  detected  in  the  perfusate.   Replacement 
of  sodium  in  the  perfusate  by  potassium  or 
sucrose  caused  similar  reductions  in  the  secretory 
rate.   Potassium  seems  to  cause  a  release  of 
acetylcholine  from  nerve  terminals  in  the  pancreas 
which  stimulates  amylase  secretion,  and  the 
concomitant  decrease  in  secretory  rate  may  be 
due  to  sodium  deficiency. 


5527      INCREASE  IN  PANCREATIC  LIPASE  ACTIVITY 

IN  WISTAR  H  RATS  GIVEN  A  HIGH-LIP  ID  DIET. 
(Fr.)   Lavau,  M.  (Bichat  Hosp.,  Paris),  J.  Herzog 
and  J.  Tr^moliferes.  Arah.    Fr.    Mai.    App.    Dig. 
60(3,  Suppl.  l):'47-56,  1971. 

Activities  of  exocrine  pancreatic  enzymes  were 
measured  in  2-  and  8-month-old  male  Wistar  H 
rats  which  had  been  given  control  diets  or  diets 
containing  k] .5%    lard  after  weaning.   Diet  had 
no  effect  on  the  activities  of  trypsinogen, 
chymotryps i nogen,  or  anti-trypsin  factor  in 
either  age  group,  but  the  high-fat  diet  doubled 
lipase  activities  and  decreased  amylase  activities 
to  less  than  ]/k   of  the  control  values.   As  a 
result  of  adaptation  significant  increases  in 
lipase  activities  occurred  within  5  days  after 
rats  were  placed  on  the  high-fat  diet.   Lipase 
activities  decreased  again  to  control  values  in 
both  2-  and  8-month-old  rats  when  the  animals 
were  transferred  from  the  high-fat  diet  to  the 
control  diet.   In  1-month-old  rats  administration 
of  the  high-fat  diet  for  h   days  caused  highly 
significant  increases  on  serum  g-hydroxybutyrate 
and  acetoacetate  levels  but  had  no  effect  on 
serum  free  fatty  acid  levels.  This  finding 
suggests  that  B-hydroxybutyrate  and  acetoacetate, 
rather  than  free  fatty  acids,  might  induce 
biosynthesis  of  pancreatic  lipase  in  these  animals. 


5528      ALBUMIN,  IgG  AND  IgA  IN  HUMAN  PANCREATIC 
JUICE  FROM  NORMAL  ADULTS.   (Fr.) 


Clemente,  F.  (INSERM  Dig.  Pathol.  Res  Unit., 
Marseille,  France),  T,,  Ribeiro,  C.  Figarella  and 
H.  Sarles.  Clin.    Chim.    Acta   33  (2)  :  31 7-32'*,  1971. 

The  single  radial  immunodiffusion  technique  was 
used  to  measure  concentrations  of  albumin  and 
immunoglobulin  (Ig)  G  and  A  in  pancreatic  juice 
collected  from  Wirsung's  duct  of  5  adults  with 
normal  pancreatic  function  after  biliary  tract 
surgery.   Albumin  constituted  1,26  ±  0.36?o,  IgG 
0,23  ±  0,039?1,  and  IgA  0.18  +  0,03'*^  of  the 
total  proteins  in  pancreatic  juice.   Although 
the  levels  of  IgA  and  IgG  are  low  in  pancreatic 
juice,  unpublished  studies  indicate  that  signifi- 
cantly higher  concentrations  are  present  in 
patients  with  chronic  pancreatitis.  The  ratio 
of  albumin/lgG  in  pancreatic  juice  did  not 
differ  significantly  from  that  In  human  serum 
while  the  ratios  of  albumin/lgA  and  of  IgG/lgA 
were  significantly  lower.   This  suggests  that 
secretion  of  serum  proteins  occurs  by  different 
mechanisms  than  that  of  enzymatic  proteins. 


5529      EFFECT  OF  PORCINE  GASTRIN  AND  A  GASTRIN 

PENTAPEPTIDE  ON  PANCREATIC  AND  BILIARY 
SECRETION  IN  ANESTHETIZED  RATS.   (Fr.)   Debray, 
C.  (Bichat  Hosp.,  Paris),  C,  Vaille,  B.  Vasseur, 
J,  de  la  Tour,  Co  Rozg  and  M„  Souchard,  Sem. 
Hop.    Paris   '*7 (31 -3'*) : 201  5-2022 ,  197K 

No  changes  in  biliary  or  pancreatic  secretion 
occurred  in  urethane-anesthet Ized  rats  when 
porcine  gastrin  (200  mg  of  antral  mucosa  I. v.) 
was  administered.   A  synthetic  gastrin  pentapeptide 
(100  ug  i.v,)  had  little  effect  on  the  output  of 
pancreatic  juice  but  significantly  Increased  the 
concentration  and  output  of  amylase  and  total 
proteins  during  the  first  hour  after  injection; 
the  extent  of  this  increase  Is  comparable  to 
that  obtained  with  a  moderate  dose  of  pancreozymin 
(1-2  Harper-Raper  cat  U) ,   No  changes  occurred^ 
in  biliary  secretion,   I nt raduodena I  Instillation 
of  HCl  (100  uEq)  immediately  increased  the  output 
of  pancreatic  juice  by  about  75^;  this  was 
associated  with  a  significant  decrease  in  protein 
and  amylase  concentrations.   This  phenomenon  is 
attributed  to  introduction  of  a  tube  into  the 
duodenum. 


5530      ENDOGENOUS  CHOLECVSTOKI N I N  POTENTIATES 
EXOGENOUS  SECRETIN  ON  PANCREAS  OF  DOG. 
(E.)   Meyer,  J.  H.  (UCLA  Sch.  Med.,  Los  Angeles, 
Calif.),  L.  J.  Spingola  and  M.  I.  Grossman. 
Am.    J.    Physiol.    221  (3)  :7't2-7't7 ,  1971- 

The  dose-response  relation  of  I nt raduodenal  L- 
phenylalanlne  as  a  stimulant  of  pancreatic 
secretion  and  the  effects  of  I nt raduodenal  L- 
phenylalanine  and  i.v.  exogenous  chol ecystokl nin 
(CCK)  were  studied  on  t  dogs  with  chronic  gastric 
and  pancreatic  fistulas.   I ntraduodenal  and 
exogenous  CCK  induced  low  bicarbonate  and  high 
protein  pancreatic  secretion  and  both  augmented 
the  maximal  bicarbonate  response  to  secretin. 
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Intravenous  secretin  increased  the  protein 
secretion  response  to  i ntraduodenal  phenylalanine 
or  CCK,  but  potentiation  was  not  determined. 
I ntraduodenal  phenylalanine  did  not  augment 
bicarbonate  secretion  indicating  that  it  does 
not  release  secretin.   Thus,  while  L-pheny 1 al an i ne 
seemingly  released  CCK  from  the  intestinal 
mucosa,  endogenous  or  exogenous  CCK  weakly 
stimulated  bicarbonate,  strongly  stimulated 
protein  and  strongly  potentiated  bicarbonate 
secretion  stimulated  by  secretin,  with  secretin 
augmenting  protein  secretion  induced  by  CCK.   The 
release  of  CCK  may  account  for  the  effect  of 
duodenal  phenylalanine  on  pancreatic  secretion. 


5531      EFFECTS  OF  PARASYMPATHOMIMETIC  AGENTS 

AND  VAGAL  STIMULATION  ON  THE  FLOVJ  IN 
THE  PANCREATIC  DUCT  OF  THE  CAT.   (E.)   Lenninger, 
S.  (U.  Lund  Dept.  Physiol.,  Sweden).  Aata 
Physiol.    Soand.    82  (3) :  3^*5-353,  1971. 

Secret i n-st imulated  cat  pancreas  showed  increased 
secretion  of  juice  from  i.v.  injection  of 
methacholine  and  vagal  stimulation.   This  in- 
creased flow  was  true  not  only  for  pancreatic 
juice  but  also  for  salt  solution  perfused  through 
the  gland.  The  effect  of  vagal  stimulation  on 
the  secretion  is  consistent  with  other  reports. 
Some  of  the  effects  of  parasympathomimetic  drugs 
are.   conflicting.   It  was  observed  that  methacholine 
increased  the  secretion  more  when  the  gland  was 
secreting  at  a  low  rate,  but  this  increase  was 
of  short  duration  and  demanded  a  sensitive 
recording  device.   The  cholinergic  stimulation 
causes  the  gland  to  secrete  and  also  increases 
the  resistance  to  the  flow  in  the  duct  by  luminal 
narrowing  and  by  changes  of  the  fluidity  of  the 
pancreatic  juice.   These  seemingly  opposite 
effects  may  be  explained  by  the  small  amount  of 
pancreatic  juice  that  joins  the  secreted  or 
perfused  juice  in  the  duct  and  an  increase  in 
resistance  is  overcome  by  an  increase  in  pressure. 
Thus  no  retardation  is  observed.   When  the  duct 
is  perfused  at  constant  pressure  the  secreting 
pressure  is  too  small,  resistance  builds  up 
and  retardation  is  noted. 


5532      THE  CEPHALIC  PHASE  OF  PANCREATIC  SECRETION 

IN  MAN.   (E.)   Novis,  B.  H.  (Groote 
Schuur  Hosp.,  Cape  Town,  South  Africa),  S.  Bank 
and  I.  N.  Marks.  Saand.    J.    Gastroenterol.    6(5): 
4l7-'t21,  1971. 

The  effect  of  sham-feeding  on  pancreatic  secretion 
was  studied  in  5  patients  with  achlorhydria  to 
determine  the  existence  of  a  cephalic  phase  of 
pancreatic  secretion  in  man.   In  all  5  patients, 
sham-feeding  was  followed  by  an  increase  in 
trypsin  (35-661),  lipase  (16-501),  and  chymo- 
trypsin  (25-60%)  concentrations  over  basal  levels. 
Amylase  concentration  was  variable.  The  contamina- 
tion of  the  pancreatic  fluid  by  bile  was  un- 
avoidable; however,  there  was  no  constant  effect 
on  enzyme  secretion.   The  mean  trypsin  [M-hOX) 


and  lipase  (10-75^)  outputs  were  higher  after 
sham-feeding  stimulation  in  all  5  patients;  how- 
ever, chymotrypsin  and  amylase  outputs  were  more 
variable.   Sham-feeding  seemingly  produces  a 
highly  concentrated  pancreatic  juice  indicating 
the  existence  of  a  cephalic  phase. 


5533      THE  EFFECT  OF  EXOGENOUS  AND  ENDOGENOUS 

SECRETIN  AND  CHOLECYSTOKI N I N  ON 
PANCREATIC  SECRETION  IN  CATS.   (E.)   Konturek, 
S.  J.  (Med.  Acad.  Inst.  Physiol.,  Cracow,  Poland), 
T.  Radecki,  E.  Mikos  and  J.  Thor.  Saand.    J. 
Gastroenterol.    6(5)  :'t23-'*20,  1971. 

The  effects  of  exogenous  and  endogenous  secretin 
and  cholecystokinin  (CCK)  given  alone  or  in 
combination  on  pancreatic  secretion  was  studied 
in  cats  with  gastric  and  pancreatic  fistulas. 
The  mean  maximal  volume  flow  and  bicarbonate 
output  in  response  to  infusion  of  graded  doses 
of  pure  natural  secretin  was  achieved  at  a  dose 
of  ^4  U/kg/hr.   I.v.  administration  of  CCK  (1-32 
U/kg/hr)  did  not  elicit  a  measurable  pancreatic 
response.   CCK  infused  with  secretin  (0.5  U/kg/hr) 
produced  a  dose-related  volume  and  bicarbonate 
output  with  the  maximum  occurring  at  16  U/kg/hr. 
Infusion  of  0.1  N  HCl  (0.25  -  '♦  mEq/hr)  into  the 
duodenum  resulted  In  an  increase  in  pancreatic 
secretion  reaching  a  maximum  at  the  rate  of  2 
mEq/hr  of  acid.   The  highest  pancreatic  response 
to  duodenal  acidification  was  about  15°o  lower 
than  the  maximum  achieved  with  the  exogenous 
secretin.   The  same  response  was  observed  when 
CCK  was  infused  i.v.  with  duodenal  acidification 
at  the  rate  of  0.5  mEq/hr  of  acid.   Infusion  of 
L-phenylalanlne  (10-80  ml/hr)  combined  with  acid 
(0.5  mEq/hr)  or  with  i.v.  secretin  (0.5  U/kg/hr) 
resulted  in  the  progressive  Increase  in  pancreatic 
flow  rate  and  bicarbonate  output.   However,  when 
infused  alone  there  was  no  increase  in  pancreatic 
secretion.   Secretin  and  CCK  seemingly  show 
synergism  In  stimulating  pancreatic  secretion. 


553'*      ISOLATION  AND  PURIFICATION  OF  THE 

SECRETORY  TRYPSIN  INHIBITOR  FROM  THE 
PANCREAS  OF  THE  CAT.   (Ger.)   Tschesche,  H.  (Tech. 
U.  Organ.  Chem.  Lab.,  Munich,  Germany)  and  S. 
Kupfer.  Hoppe  Seylers   Z.    Phusiol.    Chem.    352(5): 
76^1-766,  1971. 

The  procedure  of  isolation  and  purification  using 
a  combination  of  gel  filtration,  affinity 
chromatography  on  water  insoluble  trypsin  resin 
and  ion-exchange  chromatography  Is  described. 
pH  gradient  elutlon  on  SE-Sephadex  C-25  of  the 
crude  preparation  resulted  In  the  separation  of 
7  trypsin  and  BAPNA  (N^-benzyol -DL-arg I ni ne-p- 
nl troanl 1 Ide)- inhlbl t ing  fractions.   Six  of  these 
(B-G)  were  modified  inhibitors  containing  the 
same  or  usually  less  amino  acids  than  the  main 
and  last  basic  fraction  (H)  which  constituted 
the  native  protein  with  the  complete  polypeptide 
chain.   It  is  composed  of  56  amino  acid  residues 
per  molecule:   Aspg,  Thr^,  Serj,,  Glug,  Pro^, 
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Gly;,,  A1a2,  Val3,  Cysf^,  Meg,  LeU5,  Tyr2,_LySf;, 
None  of  the  active  fractions  contained 


Argo . 

Met,  Phe,  His,  and  Trp.  All  fractions  could  be 
inactivated  by  reactions  with  terminal  amino 
group  blocking  reagents  such  as  maleic  acid  an- 
hydride or  isothiocyanates  indicating  that  the 
trypsin  inhibitor  of  the  cat,  just  1  i  l^e  that  of 
the  pig,  (reported  earlier)  contains  a  lysine 
residue  at  the  reactive  site. 


5535 


THE  DEMONSTRATION  OF  GLYCOGEN  IN  THE 
EXOCRINE  PANCREAS  OF  THE  DOG.   (Fr.) 


Frexinos,  J.  (Purpan  Hosp.,  Toulouse,  France)  and 
A.  Ribet.  Ann.    Histoahim.    1 SC^) : 321 -326,  1970. 


5536 


PANCREATIC  FUNCTION  TESTS.   (E.) 
Gallagher,  N.  D.  (U.  Sydney  Dept.  Med. 
Australia).  Aust.    NZ  J.    Med.    1  (2) :201 -202,  1971 


5537      FUNCTION,  BIOSYNTHESIS,  SECRETION  AND 

INTESTINAL  DEGRADATION  OF  A  PANCREATIC 
HYDROLASE:   THE  LIPASE  OF  THE  RAT  EXOCRINE 
PANCREAS.   (E.)   Christophe,  J.  (U.  Brussels  Med. 
Sch.,  Belgium),  A.  Vandermeers  and  P.  Robberecht. 
Rev.'sur.    Etud.    Clhi.    Biol.    1  6(2) :  108-1 16,  1971. 


See  also  numbers:   5^450,  5^51,  5'*36,  5505,  5552,  5596,  56IO,  5071,  6035 
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5538      EFFECTS  OF  CARBON  TETRACHLORIDE  ON  THE 

METABOLISM  OF  LIVER  GLYCOGEN  IN  THE 
RAT.   (E.)   Hickenbottom,  R.  S.  and  K.  R. 
Hornbrook  (Emory  U.  Dept.  Pharmacol.,  Atlanta, 
Ga.).  J.    Pharmacol.    Exp.    Ther.    1 78(2) : 383-39'* , 
1971. 

The  effects  of  CCl/,  (200  ml/kg  i.p.)  on  the 
metabolism  of  liver  glycogen  was  studied  in 
starved  rats  and  rats  pretreated  with  nicotinamide. 
The  accumulation  of  glycogen  in  livers  of  rats^ 
given  CCH  3,6,  or  12  hr  previously  was  approxi- 
mately 50%  of  that  found  in  control  rats,  and  at 
2k   hr  was  only  ^7%   of  control  values.   Three  hr 
after  refeeding,  glycogen  was  increased  in  livers 
of  both  groups  of  rats,  but  the  increase  was  't- 
fold  greater  in  livers  of  control  rats.   Both  the 
activity  of  the  I -form  (measured  without  added 
glucose-6-phosphatase)  of  glycogen  transferase 
and  the  total  activity  of  this  enzyme  were 
decreased  after  CCII4,  the  present  decrease  being 
greater  in  the  former.   Livers  of  CCl /,-t  reated 
rats  had  lower  concentrations  of  ATP,  uridine 
diphosphate-glucose  and  glucose,  but  higher  con- 
centrations of  glucose-6-phosphatase,  lactate  and 
pyruvate,  than  those  found  in  livers  of  control 
rats.   Neither  adrenal  demedul 1  at  ion  nor  hydro- 
cortisone pretreatment  appreciably  altered  the 
response  to  CCU.   Although  nicotinamide  sub- 
stantially prevented  the  morphological  effects  of 
ecu  on  the  liver,  it  did  not  modify  either  the 
hepatic  glycogen  metabolism  or  the  changes  in 
concentrations  of  metabolites  found  after  CCH 
treatment,   CCli)  treatment  caused  decreases  in  the 
activities  of  glycogen  transferase  and  of  phos- 
phorylase  which  were  first  noted  after  12  hr  and 
were  marked  2't  hr  after  CCU  admi  n  i  strat  iono   While 
cycloheximide  caused  a  decrease  in  phosphoryl ase 


phosphatase  activity  12  hr  after  treatment,  no 
effect  on  transferase  phosphatase  activity  was 
observed.   Thus,  CCli,  seems  to  exert  its  effects 
on  glycogen  metabolism  by  causing  a  decrease  in 
the  activity  of  glycogen  transferase  phosphatase 
and  phosphorylase  phosphatase. 


5539      LOSS  OF  THE  PROLIFERATIVE  CAPACITY  OF 

LIVER  CELLS  AFTER  PARTIAL  HEPATECTOMY. 
(Ger.)   Tuczek,  H.  V.  (Univ.  Pathol,  Inst., 
Munich,  Germany)  and  H.  Rabes.  Experientia 
27(5):526,  1971. 

About  90%  of  the  liver,  excluding  the  papillary 
process,  was  removed  from  83  male  Sprague-Dawl ey 
rats.   Of  these  animals,  66  (79.5?)  died  post- 
operatively.  Autoradiographic  studies  with  H- 
thymidine  performed  in  survivors  who  were 
sacrificed  1 9-'(0  hr  after  surgery  demonstrated 
that  compensatory  proliferation  of  the  remaining 
parenchyma  did  not  occur.   The  labeling  index  was 
lower  than  in  control  rats,  and  no  evidence  of 
mitosis  was  found.   Eosinophilic  inclusions  were 
found  in  the  cytoplasm.  These  changes  have  been 
previously  described  in  liver  damage  as  intra- 
cellular droplets  of  protein,  areas  of  degeneration, 
or  localized  cytoplasmic  necrosis.   Possible 
causes  of  impaired  proliferation  are  circulatory 
or  toxic  changes  in  the  liver  or  inhibition  of 
preprol iferative  synthesis,  DNA  replication,  and 
mitosis  due  to  metabolic  changes  caused  by 
increased  functional  stress. 


5540      ALTERATIONS  IN  HEPATIC  ENZYME  ACTIVITIES 

DUE  TO  COLD  EXPOSURE  RATHER  THAN 
CHANGES  IN  DIET.   (E.)   Morrison,  G.  R. 
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(Washington  U.  Sch,  Med.,  St.  Louis,  Mo.)  and 
F.  E.  Brock.  M.  J.  Physiol.  12]  {2) -.hhS-kSl , 
197K 

Hepatic  enzymes  participating  in  the  intermediary 
metabolism  of  carbohydrates  were  measured  in  2k 
Sprague-Dawl ey  rats  to  investigate  the  effects  of 
chronic  cold  exposure.   Cold-acclimated  rats 
('♦°C)  showed  increased  activities  of  rate-limiting 
enzymes  for  gl uconeogenes i s  (gl ucose-6-phosphatase, 
fructose  d i phosphatase)  and  glycogenesis  (glycogen 
synthetase),  but  a  decrease  in  gl ucose-6-phQsphate 
dehydrogenase,  when  compared  with  warm-acclimated 
{lk°C)    rats.   Glycogen  and  lipid  concentrations 
were  significantly  less  in  the  livers  of  cold- 
acclimated  rats.   Since  the  cold-  and  warm- 
acclimated  rats  consumed  the  same  amount  of  a 
kOX   protein  diet  ad  1 i  b  i  tum  (l6.0  g/day) , 
differences  between  hepatic  enzyme  activities  in 
the  2  groups  apparently  was  related  to  nonshivering 
thermogenes i s  per  se. 


5541      HYPERLIPEMIA  IN  THE  GERRIL:   EFFECT  OF 

DIET  ON  HEPATIC  LIPOGENESIS.   (E.) 
Seiler,  M.  W.  (Harvard  Sch.  Public  Health,  Boston, 
Mass.),  M,  A.  Hamilton,  V.  Lauris,  M.  G.  Herrera 
and  D.  M,  Hegsted.  Am.    J.    Physiol.    221(2): 
SS^t-SSS,  1971. 

The  effect  of  a  high  carbohydrate  diet  and  2 
other  diets  (containing  similar  levels  of  either 
safflower  or  coconut  oil)  on  glucose  utilization 
and  glucose  incorporation  into  liver  and  perfusate 
lipoprotein  lipids  was  studied  in  isolated, 
perfused  gerbil  livers.   Livers  from  carbohydrate 
and  coconut  groups  utilized  more  glucose  and 
incorporated  more  glucose-^'^C  into  tissue  and 
perfusate  lipids  than  those  from  the  safflower 
group.   Close  to  90%  of  the  label  incorporated 
into  total  lipids  in  the  liver  or  the  perfusate 
was  recovered  either  as  phospholipid  or  as 
triglyceride.   Similar  results  were  found  when 
liver  slices  were  used.   The  rate  of  labeled 
acetate  incorporation  into  total  lipid  by  prepared 
liver  mitochondrial  supernatant  was  significantly 
higher  in  the  carbohydrate  and  coconut  groups 
than  in  the  safflower  group.   Feeding  unsaturated 
fat  to  the  gerbil  apparently  is  more  effective 
than  saturated  fat  in  reducing  hepatic  lipogenesis, 
this  effect  perhaps  being  mediated  in  part  by  a 
reduction  of  iiepatic  gl  ucol<i  nase. 


55'42      METABOLISM  OF  VOLATILE  FATTY  ACIDS  BY 

LIVER  AND  PORTAL-DRAINED  VISCERA  IN 
SHEEP.   (E.)   Bergman,  E.  N.  (New  York  State  Vet. 
Coll.,  Ithaca)  and  J.  E.  Wolff.  Am.    J.    Phusiol. 
221(2):586-592,  1971. 

Blood  flow  measurements  and  arteriovenous 
concentration  differences  were  used  to  determine 
net  appearance  in  portal  blood  and  net  hepatic 
utilization  of  volatile  fatty  acids  (acetic, 
propionic,  and  butyric  acids).   Simultaneously, 
acetate-2-'''*C  was  infused  to  measure  total  body 


turnover  and  blood  acetate  utilization  and 
production  by  liver  and  portal -drai ned  viscera 
in  sheep.   Following  continuous  feeding  of 
alfalfa  pellets  (800  g/day),  mean  net  rates  of 
appearance  in  portal  blood  were  68,  18  and  2 
mM/hr  for  acetate,  propionate  and  butyrate. 
These  values  were  reduced  to  3,  0.8  and  0.6 
mM/hr  after  3  days  of  fasting.   Large  and 
variable  amounts  of  acetate-2-^'*C  were  removed 
in  passage  of  arterial  blood  through  the  portal- 
drained  viscera  (mean;  32-3'*%  in  fed  and  fasted 
sheep)  and  this  corresponded  to  a  mean  utilization 
of  29  and  7  mM/hr  resp.   Portal  acetate 
absorption  rates  were  higher  (97  mM/hr)  in 
the  fed  animals  than  in  the  fasted  (10  mM/hr) 
animals;  these  values  accounted  for  76  and  221 
resp.,  of  the  whole  body  acetate  turnover  and 
thus  implied  a  large  endogenous  acetate  production. 
Unlike  proprionate  and  butyrate,  where  80-100% 
were  metabolized  by  the  liver,  only  a  small 
percentage  of  acetate  was  metabolized.   Substantial 
fractions  of  all  3  volatile  fatty  acids  produced 
in  the  rumen  are  metabolized  during  absorption 
and  never  do  reach  the  bloodstream. 


55't3      THE  INFLUENCE  OF  STARVATION  UPON 

HEPATIC  DRUG  METABOLISM  IN  RATS,  MICE, 
AND  GUINEA  PIGS.   (E.)   Furner,  R.  L.  (NASA  Ames 
Res.  Ctr.,  Moffett  Field,  Calif.)  and  D.  D. 
Feller.  Proa.    Soc.    Exp.    Biol.    Med.    137(3): 
816-819,  1971. 

After  3  days  starvation  rats,  mice,  and  guinea 
pigs  lost  35,  25  and  18%,  resp.  of  their  original 
body  weights.   All  3  species  groups  which  had 
been  starved  1  day  had  approximately  hO%    less 
total  liver  weight  than  controls.   Total  liver 
weight  in  rats  only  continued  to  decline  between 
1  and  3  days  of  starvation.   Aniline  metabolism 
was  elevated  maximally  after  2  days  starvation 
in  all  3  species;  however  at  3  days  aniline 
metabolism  in  the  rat  had  declined  to  control 
levels.   Starvation  elevated  the  metabolism 
of  £-n i t roan i sol e  in  rats  and  mice,  but  not  in 
guinea  pigs  after  2  days.   In  rats,  p-n i troani sole 
netaholisn  at  3  days  decreased  and  approached 
control  values.   Ethy Imorpli  i ne  netabolisn  was 
stimulated  by  starvation  only  in  nice,  and  was 
depressed  in  guinea  pigs  after  1  day  of  starvation 
and  in  rats  after  3  days  of  starvation.   Enzymes 
responsiiile  for  oxidative  metabolism  of  certain 
drugs  are  not  interdependent  since  aniline 
metal>olisn  in  rats  increases  and  then  decreases, 
while  ethy Iriorpliine  metabolism  only  decreases. 
Tliese  enzymes  are  apparently  also  species- 
dependent. 

5''jhh  ACTIVATION  OF  THE  PROTEIN  SYNTHETIC 

CAPACITY  OF  RAT  LIVER  CELL  SAP  BY 
AMIHO-ACIDS.   (E.)   Clemens,  M.  J.  (U.  Sussex 
Sell.  Biol.  Sci.,  England)  and  A.  Korner.  IJature 
[Wev  Piol.]    r/.finrf./ 232  (3'0: 252-253,  1971. 

The  ability  of  cell-free  systems  to  incorporate 
amino  acids  into  ac id- i nsol ubl e  material  in  vitro 
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was  studied  using  rat  liver  incubated  in  various 
concentrations  of  amino  acids.   Post-mi tochondr i ai 
supernatants  obtained  from  liver  slices  which 
had  been  incubated  in  6  tines  the  normal  plasma 
level  of  amino  acids  exhibited  an  enhanced  ability 
to  incorporate  phenylalanine  into  polypeptide 
in  vitro.   This  enliancement  was  independent  of 
RNA  or  protein  synthesis  in  the  incubated  slices. 
There  were  no  corresponding  changes  in  the  ability 
of  ribosomes  prepared  from  liver  slices  to 
incorporate  labeled  amino  acid  in  vitro.   Cell 
sap  obtained  from  liver  slices  which  were  incubated 
in  an  amino  acid  mixture  6  tines  tlie  normal 
plasma  levels  was  50%  more  active  than  tliat  from 
slices  incubated  in  low  levels  of  amino  acids  at 
catalyzing  plieny  lal  an  i  ne  incorporation  by 
ribosomes  from  unincubated  liver  under  conditions 
where  cell  sap  was  limiting.   This  occurred 
whether  or  not  pol  yur  i  (Jy  1  i  c  acid  was  added  to  the 
eel  1 -free  system. 


SS'tS      BIOCHEMICAL  EVALUATION  OF  HEPATIC 

PRESERVATION  TECHNIQUES  IN  THE  ISOLATED 
RAT  LIVER.   (E.)   Draz,  S.  (UCLA  Sch,  Med.,  Los 
Angeles,  Calif.),  R.  Minani,  J.  Byfield  and  E.  W. 
Fonkalsrud.  Surgery   70  {}) -.kkG-k^^]  ,    1<371. 

The  amount  of  acid  phosphatase,  f?-gl  ucuron  idase, 
and  SGPT  liberated  in  the  hepatic  venous  effluent; 
the  amount  of  hepatic  weight  gain;  the  microscopic 
appearance  of  hepatic  cellular  structure;  are  the 
criteria  by   which  the  efficacy  of  the  techniques 
is  evaluated.   Intermittent  flushing  of  the 
preparation  with  buffered  Ringer's  lactate  at  37°C 
and  at  2°  C  is  compared  to  continuous  perfusion 
at  these  same  temperatures.   The  beneficial 
effects  of  hy()othermia  and  the  use  of  buffered 
perfusate  solution  were  confirmed.   It  appears 
that  SGPT  is  released  in  greater  amounts  from 
ischemic  liver  when  there  is  accompanying  acidosis. 
Chlorpromaz  i  ne  and  dibenzylene,  membrane-stabi  I'i  z  i  ng 
drugs,  are  studied  for  their  hepatic  preservative 
ability.   Both  drugs  substantially  reduced  the 
intracellular  enzymatic  liberation  from  the  per- 
fused 1 i vers . 


percentage  increase  of  normal  subjects  and 
patients  with  liver  disorders  was  not  significantly 
different.   The  diurnal  rhythm  of  serum  bilirubin 
was  abolished  by  frequent  night  feedings. 
Fasting  for  'iB  hr  seemingly  causes  a  2-fold 
increase  in  serum  bilirubin  and  overnight  fasting 
is  responsible  for  diurnal  fluctuations.   The 
hyperbilirubinemia  of  fasting  seems  to  be  caused 
by  diminished  bilirubin  clearance  by  the  liver 
and  may  be  important  in  jaundice  associated  with 
hyperemesis  gravidarum  or  congenital  pyloric 
stenos  i  s . 


SS't?      THE  ACTION  OF  DRUGS  ON  BILIRUBIN 

METABOLISM  IN  MAN.   (E.)   Billing, 
B.  H.  (Roy.  Free  Hosp.,  London)  and  M.  Black. 
Ann.    IJy  Aaad.    Sai.    M3:kO},-h\n,    1971. 


A  large  number  of  drugs  not  classified  as  true 
hepatotoxins  have  been  implicated  as  causing 
jaundice.   Most  drugs  are  dangerous  only  in  a 
few  susceptible  individuals.   Chemical  structure 
cannot  be  used  to  predict  a  potentially  toxic 
drug  and  these  drugs  seem  to  be  dose  independent. 
Levels  of  cyctochrome  P450  as  a  reference  enzyme 
and  bilirubin  conjugation  in  liver  slices  were 
used  to  determine  glucuronyl  transferase  activity. 
Twenty-six  patients  who  had  received  no  medication 
for  30  days  prior  to  surgery  evidenced  l.^tl  ± 
0.60  mg  bilirubin  conjugated  /g  1 iver/hr.  Twenty- 
eigh't  who  had  received  phenobarbi  tal  for  1  week 
prior  to  surgery  had  2,03  i  0,08  mg  and  2k   patients 
who  had  received  other  medication,  3,0  ±  1,2  mg„ 
Glutethimide  gave  the  highest  amount  ot  conjugated 
bilirubin  in  this  last  group.   Glutethimide  and 
phenobarbi tal  were  used  on  patients  with  Gilbert's 
syndrome;  conjugation  activity  increased. 


55'48      REGULATION  OF  HEPATIC  CHOLESTEROL 

BIOSYNTHESIS  BV  CLOFIBRATE  ADMINISTRATION. 
(E.)   White,  L.  W.  (Case  Western  Reserve  U.  Sch, 
Med.,  Cleveland).  J.    Pharmaaol,    Exp,    Ther. 
173(2)  :3'')l-370,  1971 . 


55i(6      HYPERBILIRUBINEMIA  OF  FASTING.   (E.) 

Barrett,  P.  V.  D,  (Harbor  Gen.  Hosp., 
Torrance,  Calif.).  JAtiA   21  7(  1  0)  :  1  3^9"  1  353  ,  1971. 

Serum  bilirubin  levels  were  measured  after  a  '^'t- 
k8-hr   fast  in  5  normal  patients  and  5  patients 
with  hepatic  dysfunction  and  tlie  serum  bilirubin 
diurnal  rhythm  was  determined  before  and  after 
nocturnal  feedings.   Serum  bilirubin  concentration 
increased  5  to  10  hr  after  the  last  meal,  increased 
throughout  the  study,  and  decreased  as  early  as 
2  hr  aft«r  feeding.   Prolonged  fasting  (110  hr) 
was  studied  in  1  normal  patient  whose  total  serum 
bilirubin  rose  to  326%  of  control-  levels  after 
63  hr  and  decreased  to  206%  of  control  values 
for  the  remainder  of  the  fast.   The  absolute 
increase  in  bilirubin  concentration  in  fasting 
varied  vvith  the  initial  bilirubin  level,  liut  the 


Male  Sprague-Dawley  rats  were  fed  a  Purina  rat 
pellet  diet  with  or  without  addition  of  0.3% 
clofibrate.   Clof i brate-t reated  rats  were  sacrificed 
at  1-lB  days  at  which  time  slices  or  homogenate 
fractions  of  liver  were  prepared.   Liver  slices 
from  these  animals  showed  a  decreased  level  of 
incorporation  of  ^'*C-labeled  pyruvate  or  acetate 
into  cholesterol  or  mevalonate.   There  was  no 
effect  on  the  metabolic  steps  between  mevalonate 
and  cholesterol,  nor  was  there  any  effect  on  the 
amount  of  label  going  into  CO2  or  into  fatty 
acids.  There  was  a  decrease  in  incorporation 
of  l'*C-labeled  acetate,  acetyl-CoA  and  3-hydroxy- 
3-methyl gl utaryl -CoA  into  mevalonate,  but  the 
3-hydroxy-3-methylglutaryl  condensing  enzyme  was 
not  affected.   It  was  concluded  that  clofibrate 
regulates  hepatic  cholesterol  synthesis  through 
its  inhibition  of  the  reduction  of  3-hydroxy-3- 
methylglutaryl -CoA  to  mevalonate  by  hepatic 
microsomes . 
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55'*9      SOURCE  OF  THE  HUMORAL  FACTOR  THAT 

INITIATES  HEPATIC  REGENERATION,   (E.) 
Levi,  J.  U.  (U.  Miami  Sch.  Med.,  Fla.)  and  R. 
Zeppa.  Ann.    Surg.    1 7'^  (3)  :  364-370,  1971. 

The  source  of  a  humoral  factor  that  may  initiate 
and  control  hepatic  regeneration  was  examined  on 
hi    hepatectomized  male  rats  using  cross-circulated, 
isolated  (in  situ)  perfusion  studies.   Normal  rat 
liver  showed  a  marked  increase  (200-500!^)  in 
liver  DNA  incorporation  of  (Methy  1 -^tl) -Thymi  d  i  ne 
when  cross-circulated  with  livers  partially 
hepatectomized  18  and  2k   hours  but  not  at  0,6, 
and  12  hours  before  the  perfusion.   Livers  sub- 
jected to  a  sham  operation  at  0,  6,  12,  18,  or  2h 
hours  prior  to  the  perfusion  showed  no  change  in 
incorporation.   Similar  increases  of  (methyl-^H)- 
thymidine  incorporation  into  liver  DNA  were 
observed  in  the  single  isolated  rat  livers  perfused 
with  reconstituted  perfusate  (stored  at  -70°C) 
taken  from  perfused  livers  partially  hepatectomized 
2k   hr  prior  to  this  experiment.   Again  no 
incorporation  change  was  found  in  the  sham 
operated  controls.   The  resected  liver  seems  to 
be  not  only  the  target  of  a  humoral  agent  effective 
in  DNA  synthesis  (an  initial  step  in  liver 
regeneration)  but  also  the  source  of  its  production 
in  a  closed-loop  system,  and  chronically  high 
levels  of  this  humoral  factor  may  explain  the 
high  incidence  of  hepatomas  in  cirrhotic  patients. 


5550      REPEATED  ESTIMATION  OF  LIVER  CHOLESTEROL 

SYNTHESIS  IN  VIVO.  USING  THE  INHIBITOR 
AY-gg'tA.   (E.)   Horton,  B.  J.  (U.  Adelaide  Waite 
Agric.  Res.  Inst.,  Australia),  J.  D.  Horton  and 
J.  R.  Sabine.  Bioahim.    Biophifs.    Acta   239(3): 
't75-'48l,  1971. 

The  usefulness  of  assaying  liver  cholesterol 
synthesis  in  vivo  using  the  inhibitor  trans-1 ,k- 
bis (2-chlorobenzylaminomethyl )cyclohexane  d  i hydro- 
chloride (AY-99'44)  as  compared  to  the  in  vitro 
liver  slice  assay  was  examined  in  male~Tiooded 
Wistar  rats.   Maximal  inhibition  of  blood  7- 
dehydrocholesterol  for  the  24-hr  period  was  achieved 
with  20  ymoles/kg  of  AY-9944  (by  stomach  tube) 
while  10  umoles/kg  gave  incomplete  inhibition. 
Both  _m  vivo  and  Jj2_  vitro  assays  performed  on 
rats  fed  diets  that  alter  hepatic  cholesterol 
synthesis  showed  similar  results.  The  correlation 
between  the  2  assays  system  was  significantly 
high  (r=0.833).   Rats  treated  with  AY-9944  at 
either  6  a.m.  or  6  p.m.  and  assayed  in  vivo  at 
12  and  2k    hr  showed  a  marked  diurnal  rhythm  of 
cholesterol  synthesis  with  the  highest  increase 
occurring  at  night.   20  pmoles/kg  AY-9944  were 
used  to  insure  complete  inhibition  throughout  the 
diurnal  rhythm  test  period.   Repeated  assays  on 
the  same  animals  fed  cholesterol  for  the  last  2 
days  of  each  alternate  week  for  5  weeks  clearly 
showed  inhibition  of  cholesterol  synthesis  by 
cholesterol  feeding  and  indicated  the  consistent 
synthesis  by  each  rat  from  week  to  week.   The 
inhibition  of  the  conversion  of  7-dehydrochol esterol 
to  cholesterol  by  AY-9944  and  subsequent  rise  of 


cholesterol  levels  in  tissue  and  plasma  served 
as  a  valid  assay  for  liver  chol esterogenes i s  as 
compared  to  the  \_n   vitro  1  iver  si  ice  assay  and 
was  useful  in  determining  the  diurnal  rhythm  of 
hepatic  cholesterol  synthesis  as  well  as  repeated 
assays  on  the  same  animal. 


5551      THE  DIPHASIC  ACTION  OF  HALOTHANE  ON 

THE  OXIDATIVE  METABOLISM  OF  DRUGS  IN 
THE  LIVER:   AN  IN-VITRO  STUDY  IN  THE  RAT,   (E.) 
Brown,  B.  R.,  Jr.  (Harvard  Med.  Sch.,  Boston, 
Mass.),  Anesthesiology   35(3)  :2'4l -2't6,  1971. 

The  effect  of  halothane  on  the  in  vitro  bio- 
transformation of  several  drugs~by  the  mixed- 
function  oxidase  enzymes  of  male  Sprague-Dawley 
rates  was  studied.   Halothane  (1.8  x  10-3  f^) 
decreased  the  rate  of  oxidation  of  hexobarbi tal , 
amobarbital,  and  pentobarbital  as  well  as  the 
demethylat ion  of  aminopyrine  (Type  I  drugs)  and 
effects  were  dose-dependent  and  reversible. 
Increasing  concentrations  of  hexobarbital  (the 
prototype  of  these  drugs)  did  not  decrease  the 
depressant  action  of  halothane  which  indicated 
its  noncompetat ive  action.   Halothane  increased 
the  hydroxylat ion  of  aniline  (Type  II  drug)  to 
£-aninophenol  in  dose-dependent  and  oxygen- 
concentration-dependent  fashion  but  was  inhibited 
by  aniline  concentrations  exceeding  3  x  lO-^M. 
Additive  effects  on  aniline  metabolism  were  seen 
with  low  concentrations  of  acetone  combined  with 
halothane  while  larger  amounts  of  acetone  de- 
creased the  lialothane  effect.   Hydroxylat  ion  of 
zoxazolamine  and  acetanilide  were  not  significantly 
increased  by  the  addition  of  halothane  except  at 
high  halothane  concentrations  in  the  case  of 
acetanilide.  These  effects  may  represent  an 
action  of  halothane  on  tne  terminal  oxidase  of 
the  hepatic  microsomal  oxidation  system,  cytochrome 
P-450,  and  the  noncompetat ive  depression  of  these 
drugs  argues  against  limitation  of  access  to 
active  sites  as  a  primary  mechanism  of  halothane 
action  on  these  hepatic  enzyme  systems. 


5552      EARLY  CHANGES  IN  THE  LEVELS  OF  LIVER 

GLYCOLYTIC  ENZYMES  AFTER  TOTAL  PAN- 
CREATECTOMY IN  THE  RAT.   (E.)   Migliorini,  R.  H. 
(Sch.  Med.,  Sao  Paulo,  Brazil).  Bioahim.    Biophys. 
Acta   244(1) :125-128,  1971. 

The  effect  of  total  pancreatectomy  on  liver 
glycolytic  enzymes  was  studied  in  female  Wistar 
rats  within  the  first  24  hr  after  surgery.   Blood 
sugar  and  free  fatty  acid  levels  increased 
rapidly  after  the  operation.   Of  the  enzymes 
studied  glucokinase  showed  the  most  marked 
changes,  its  activity  decreasing  to  571  of 
initial  values  4  hr  after  pancreatectomy  and 
attaining  44?^  of  control  values  at  24  hr.   No 
change  in  hexokinase  activity  was  observed. 
Phosphof ructokinase  activity  also  declined,  but 
more  slowly  than  glucokinase,  its  activity  4  and 
14  hr  after  pancreatectomy  being  80  and  68%  of 
the  initial  value,  resp.   Pyruvate  kinase  activity 
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did  not  change  appreciably  within  the  first  2h 
hr  after  removal  of  the  pancreas. 


5553      NATRIURESIS  AFTER  OCCLUSION  OF  THE 

HEPATIC  ARTERY  AND  PORTAL  VEIN.   (E.) 
Mullane,  J.  F.  (Walter  Reed  Army  Inst.  Res., 
Washington,  D.  C.)  and  E.  0.  Yhap.  J.    Surg.    Res. 
)1  {2):kk]-hhG,    1971. 

The  renal  response  to  a  saline  load  was  studied 
in  dogs  after  occlusion  of  the  hepatic  artery 
and  portal  vein  to  determine  the  effect  of  loss 
of  hepatic  function  on  the  renal  excretion  of 
sodium.   When  compared  with  sham  operated  controls 
(manipulation  of  the  hepatic  artery  and  portal 
vein)  the  experimental  animals  showed  no  differences 
for  creatinine  clearance,  plasma  sodium,  potassium 
excretion,  arterial  systolic  pressure  and  plasma 
lactate.   However,  sham  operated  controls  did 
show  significant  increases  in  urine  flow  rate, 
total  and  fractional  sodium  excretion  and  plasma 
potassium  when  compared  with  operated  dogs.   In 
experimental  animals  the  observed  change  in 
filtered  sodium  correlated  well  with  the  change 
in  urinary  sodium  excretion  (r  =  0.87),  while  in 
controls  no  direct  relationship  was  present. 
Renal  sodium  excretion  seems  to  be  influenced  by 
the  absence  of  the  liver  and  may  therefore  be  of 
significance  for  sodium  retention  with  liver 
d  isease. 


555^4      METABOLIC  CONSEQUENCES  OF  PORTACAVAL 

SHUNTING  IN  THE  RAT:   EFFECTS  ON  GLUCOSE 
TOLERANCE  AND  SERUM  IMMUNOREACTI VE  INSULIN 
RESPONSE.   (E.)   Assal,  J.  P.  (U.  Geneva  Inst. 
Clin.  Biochem.,  Switzerland),  R.  Levrat,  W. 
Stauffacher  and  A.  E.  Renold.  Metabolism   20(9): 
850-858,  1971. 

The  effects  of  complete  portacaval  shunting  (PCS) 
on  glucose  tolerance,  on  the  response  of  serum 
immunoreact ive  insulin  (IRl)  and  on  hepatic 
glycogen  were  studied  in  rats  5  days  and  3  months 
postoperatively.   Neither  p.o.  nor  i.v.  glucose 
tolerance  was  altered  on  the  5th  day  or  3rd 
month  after  surgery.   After  15  hr  of  fasting 
there  was  no  initially  significant  increase  in 
serum  IRl  in  PCS  animals  at  either  postoperative 
study.   However,  in  response  to  oral  glucose  the 
serum  IRl  was  markedly  exaggerated  in  both  follow- 
up  studies.   I.v.  glucose  was  without  effect  on 
the  serum  IRl  response.   After  15  hr  of  fasting, 
hepatic  glycogen  levels  were  similar  in  PCS 
animals  and  controls.   In  response  to  oral  glucose 
operated  animals  showed  a  significantly  smaller 
increase  in  hepatic  glycogen  than  did  unoperated 
controls.   Following  the  oral  administration  of 
glucose  to  PCS  animals  there  may  be  an  increase 
in  the  release  of  a  gastrointestinal  factor  which 
stimulates  insulin  release  or  potentiates  the 
insulin-releasing  effect  of  glucose. 


5555      THE  EFFECT  OF  INHALATION  OF  HALOGENATED 
ANESTHETICS  ON  RAT  LIVER  MITOCHONDRIAL 


FUNCTION.   (E.)   Schumer,  W.  (VA  West  Side  Hos|.. 
Chicago,  111.),  P.  R.  Erve,  R.  P.  Obernolt, 
C.  T.  Bombeck  and  M.  S.  Sadove.  Anesthesiology 
35(3):253-255,  1971. 

The  performance  of  isolated  liver  mitochondria 
obtained  from  rats  immediately  following  inhalation 
anesthesia  with  halothane  was  studied.   Exposure 
to  3  or  S%   halothane  was  followed  by  a  2-fold 
increase  in  the  rate  of  oxygen  uptake  by  liver 
mitochondria  both  in  the  presence  and  absence  of 
ADP.   However,  exposure  to  11  halothane  did  not 
affect  the  rate  of  respiration.   Halothane 
anesthesia  did  not  alter  the  respiratory  control 
ratio  or  the  ADP  to  oxygen  ratio  indicating  no 
impairment  of  liver  mitochondrial  function. 
Electron  micrographs  revealed  no  detectable 
differences  between  the  ul trastructural  appearances 
of  mitochondria  derived  from  control  animal 
livers  and  those  from  halothane-anesthet ized 
animals.  Wh i 1 e  t r i f luoroethy 1 -v i ny 1  ether 
(fluroxene)  had  the  same  effect  as  halothane  on 
respiration,  neither  methoxyf 1 urane  nor  diethyl 
ether  produced  any  increase  in  the  rate  of 
respi  rat  ion. 


5556      POLYAMINE  METABOLISM  IN  MOUSE  LIVER 

AFTER  PARTIAL  HEPATECTOMY.   (E.) 
Russell,  D.  H.  (NCI  Baltimore  Cancer  Res.  Ctr., 
Md.)  and  T.  A.  McVicker.  Bioahim.    Biophys.    Acta 
2't'i(l):85-93,  1971. 

The  correlation  between  polyamine  synthesis  and 
accumulation  and  RNA  accumulation  in  the  mouse 
liver  after  partial  hepatectomy,  and  the  turn- 
over of  the  spermidine  pool  in  both  normal  and 
regenerating  mouse  livers  were  studied.   Ornithine 
decarboxylase  activity  had  changed  little 
2k   hr  following  partial  hepatectomy  but  was 
about  'l-fold  higher  than  sham-operated  controls 
within  36  hr.   5-Adenosy 1 -L-methion i ne  decarboxylase 
activity  increased  gradually  and  reached  a  level 
of  double  that  of  controls  within  48  hr.  Within 
Zh   hr  after  surgery,  putrescine  concentration 
was  50?^  above  sham-operated  controls  and  remained 
elevated,  maximal  levels  being  detected  3  days 
after  hepatectomy  as  were  maximal  RNA  levels. 
Within  '(  days,  the  spermidine  pool  was  elevated 
3-fold  above  controls  and  it  remained  elevated 
up  to  6  days  postoperatively.   Spermine  levels 
dropped  to  70^  of  controls  within  72  hr  but 
returned  to  normal  in  6-8  days.   In  normal  mouse 
liver  there  seemed  to  be  a  fast-  and  a  slow- 
turning-over  spermidine  pool,  the  half-lives  of 
which  were  1.5  days  and  10  days,  resp.   In  the 
regenerating  mouse  liver,  one  spermidine  pool 
with  a  half-life  of  2  days  was  observed. 


5557      INTERPRETATION  OF  PLASMA  BILIRUBIN 

LEVELS  BASED  ON  STUDIES  WITH  RADIO- 
ACTIVE BILIRUBIN.   (E.)   Bloomer,  J.  R.  (NIH, 
Rethesda,  Md.),  P.  D.  Berk,  R.  B.  Howe  and  N.  I. 
Berlin.  JAIU   21  8 (2) :2l6-220,  1971. 
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The  plasma  unconjugated  biUrubin  concentration 
(Br)  represents  a  balance  between  bilirubin 
production  rate  (BRP)  and  hepatic  bilirubin 
clearance  (Cgr).   If  any  2  of  these  3  measurements 
of  bilirubin  metabolism  are  known,  the  third  can 
be  calculated  (Br  =  BRP  +  Cgr).  Using  measured 
values  of  CRf  and  BRP  In  37  normal  individuals,  a 
distribution  function  for  the  normal  Br  was 
calculated.  Of  a  normal  population  33%   will 
have  a  concentration  less  than  1.0  mg/lOO  ml. 
Anyone  with  a  concentration  greater  than  that 
had  bilirubin  overproduction  and/or  abnormal 
clearance,  as  was  observed  in  many  of  the  patients 
with  hyperbilirubinemia  (Gilbert's  syndrome, 
Crigler-Najjar  syndrome).   If  Br  exceeds  3.5 
mg/lOO  ml,  Zq^   will  usually  be  abnormal,   A  change 
in  Br  means  that  either  bilirubin  production  or 
hepatic  function  has  been  altered,  even  if  Br 
remains  within  the  normal  range,  an  appreciation 
of  which  may  increase  early  detection  of  hepatic 
damage  following  hepatotoxic  drug  administration. 


5558      CELL  PROLIFERATION  IN  THE  PARTIALLY 

RESECTED  RAT  LIVER  AFTER  ACUTE  INTOXICA- 
TION BY  ALLYL  FORMATE.   (Ger.)   Rabes,  H.  (U. 
Munich  Inst.  Pathol.,  Germany)  and  H.  V.  Tuczek. 
Beitr,   Pathol.   Anat.    1 43 (1 ): 14-20,  1971. 

Destruction  of  the  peripheral  parts  of  the  hepatic 
lobe  by  i.p.  administration  of  ally!  formate  (1.0 
ml  of  a  0,7?  solution/100  g)  to  Sprague  Dawley 
rats  3  hr  prior  to  2/3  hepatectomy  changed  the 
proliferation  kinetics  of  the  liver.  Autoradio- 
graphy 1  hr  after  i.p.  injection  of  labeled 
thymidine  administered  at  intervals  19-71  hr 
after  surgery  revealed  a  6-8  hr  delay  in  the 
initiation  of  DNA  synthesis  compared  to  nontreated 
controls.  The  maximal  level  of  DNA  synthesis 
was  reached  26-33  hr  after  hepatectomy,  declined 
at  kO   hr  and  was  again  elevated  at  55  hr.  The 
first  DNA  synthesizing  cells  are  located  in  the 
intermediary  part  of  the  lobule,  then  DNA 
synthesis  shifts  towards  the  center  of  the  hepatic 
lobule.   During  the  maximum  DNA  synthesis  60-80% 
of  hepatocytes  in  the  intermediary  or  central 
parts  of  the  lobe  in  allyl  formate-pret reated 
rats  are  simultaneously  in  the  S  phase;  in  control 
animals  the  labeling  index  in  comparable  parts 
of  the  liver  reaches  a  maximum  of  301.   The 
second  wave  of  DNA  synthesis  again  involves  mainly 
the  intermediary  part  of  the  lobule.   Proliferating 
cells  begin  to  accumulate  kj   hr  after  hepatectomy 
in  the  surroundings  of  necrotic  areas.   It  was 
concluded  that  after  destruction  of  the  peripheral 
part  of  the  liver  by  this  agent  the  proliferative 
activity  of  intermediary  and  centrally  located 
hepatocytes  increases  and  exceeds  the  regenerative 
power  of  cells  of  normal  livers.   Through  the 
loss  of  peripheral  cells  with  the  shortest  G) 
phase  a  stronger  synchronization  of  the  prolifera- 
tive activity  is  obtained  in  the  remaining  cells. 


Calvey,  T.  N.  (U.  Liverpool  Dept.  Pharmacol 
Ther.,  England)  and  D.  J.  Back.  J.    Pharm. 
Pharmacol.    23(8) : 642-643,  1971. 


5560  UTILIZATION  OF  EXOGENOUS  FREE  FATTY 
ACIDS  FOR  THE  PRODUCTION  OF  VERY  LOW 

DENSITY  LIPOPROTEIN  TRIGLYCERIDE  BY  LIVERS  OF 
CARBOHYDRATE-FED  RATS,   (E.)   Schonfeld,  G.  (MIT 
Clinical  Res.  Ctr.,  Cambridge,  Mass.)  and  B. 
Pfleger.  J.    Lipid  Res.    1 2 (5) :6l4-621 ,  1971, 

5561  RIBONUCLEOTIDE  REDUCTASE  IN  REGENERATING 
LIVERS  OF  ni2  DEFICIENT  RATS,   (E.) 

Gershman,  H.  (Brandeis  U,  Dept.  Grad.  Biochem., 
Waltham,  Mass.),  M.  Simon  and  R.  H.  Abeles. 
Bioahim.    Biophys.   Acta   246(2) : 1 69-I 70,  1971. 


5562 

(E.) 
and  L 
44(5) 


5563 


GLYCOGENOLYSIS  AND  GLYCOGEN  SYNTHESIS 
IN  A  CELL-FREE  SYSTEM  FROM  RAT  LIVER. 
Scott,  R.  B.  (Med.  Coll.  Virginia,  Richmond) 
.  ".  Cooper.  Bioohem.    Biophys.    Res.    Corrmun. 
:1071-1076,  1971. 


REGENERATION  OF  LIVER  AND  KIDNEY. 

(E.)   Bucher,  N,  L.  E.  and  R.  A.  Malt. 
Little,  Brown  5  Co.,  Boston,  1971,  278  pp. 
$12.50. 


5564      CHANGES  IN  THE  FRUCTOSE  1 ,6-D I  PHOSPHATASE 

ACTIVITY  IN  RAT  LIVER  DURING  GESTATION. 
(Ger.)   Lieser,  H.  (Univ,  Gynecol.  Clin.,  Mainz, 
Germany)  and  G.  H.  Rathgen.  Klin.    Woahensahr. 
49(l6):942-943,  1971. 


5565      EFFECT  OF  UREMIA  ON  DRUGS  WHICH  ARE 
BROKEN  DOWN  BY  RAT  LIVER  MICROSOMES. 
(Ger.)   Leber,  H.  W.  (Justus  Llebig  U.  Med.  Clin. 
Giessen,  Germany),  P,  Streitzig,  m'.  Kayser  and  G. 
Scnutterle.  Klin.    Woahensahr.    49(1 6) :944-946 
1971. 


5566 


THE  DEVELOPMENT  OF  ADENYLATE  KINASE 


IN  RAT  LIVER.   (E.)   Hommes,  F.  A. 
(U.  Groningen  Sch.  Med.,  Netherlands),  A.  R. 
Richters  and  A.  Beere.  Bioahim.    Biophys.   Aata 
230(2) :327-329,  1971. 


5567      LACTIC  DEHYDROGENASE  ISOZYME  DISTRIBUTION 

IN  VARIOUS  TISSUE  FRACTIONS  OF  THE 
DEVELOPING  MAMMALIAN  LIVER.   (E.)   Karlsson, 
B,  \L     (U.  Lund  Inst.  Zoophysiol.,  Sweden)  and 
L,  S.  Palmer.  Camp.    Bioohem.    Physiol.    38  (2B): 
299-308,  1971. 


5559      BILIARY  EXCRETION  OF  [l'*C]  EDROPHON  I  UM 
AND  ITS  GLUCURONIDE  CONJUGATE.   (E.) 


5560      MATHEMATICAL  MODELLING  OF  DIFFUSIBLE 

SUBSTANCES  PASSAGE  THROUGH  THE  HEPATIC 
SINUSOID  AND  LIVER  STATIONARY  COMPARTMENTS.   (E,) 
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Ristanovic,  D,  (Med.  Sch. ,  Belgrade,  Yugoslavia) 
and  K.  Kostic.  Yugoslav.    Physiol.    Pharmacol. 
Acta   7(1):121-126,  1971. 


5569      EFFECT  OF  ETHIONINE  ON  THE  CHEMICAL 

PROPERTIES  OF  THE  BLOOD  AMD  THE  LIVER 
OF  DOGS.   (Jap.)   Kurogochl,  Y.  (Med.  Coll.,  Nara, 
Japan),  S.  Tanino  and  T.  Nakashima.  l^ara  Igaku 
Zasshi    (J.    Nara  Med.   Assoc.)    2]  (k) -.kl^-klS,    1970. 


5577      THE  CONTROL  OF  LIVER  GLYCOGEN  SYNTHETASE 

PHOSPHATASE  BY  PHOSPHORYLASE.   (E.) 
Stalmans,  '■/.  (U.  Leuven  Lab  Physiol.  Chem.  , 
Belgium),  H.  De  VJulf  and  H.  G.  Hers.  Eur.    J. 
Bioahem.    lOC*)  :582-5B7,  1971. 


5578      EFFECTS  OF  CHOLINE  DEFICIENCY  ON  RAT 

HEPATOCYTES.   (E.)   Lombardi,  B.  (U. 

Pittsburgh  Sch.  Med.,  Pa.).  Fed.    Proa.  30(1): 
139-1'*2,'  1971. 


5570      HEMORRHAGIC  SHOCK  AND  PROTEINASE 

INHIBITOR.   EXPERIMENTAL,  BIOCHEMICAL 
AND  HISTOLOGIC  STUDY  OF  THE  EFFECTS  OF  A  PROTEINASE 
INHIBITOR  ON  THE  HEPATIC  SHOCK  SYNDROME.   (Fr.) 
Botev,  S.  (Edouard  Herriot  Hosp.,  Lyon,  France), 
C.  Switalska  and  M.  Barbier.  Biol.    Med.     (Paris) 
60(1):1-13,  1971. 


5579      CONCURRENT  MEASUREMENTS  OF  ADENOSINE 
3' ,5'-M0N0PH0SPHATE,  TYROSINE  AMINO- 
TRANSFERASE AND  a-AMIUOISOBUTYRATE  UPTAKE  IN  RAT 
LIVER  AFTER  INJECTION  OF  GLUCAGON,   (E.) 
Butcher,  F.  R.  (U.  \yisconsin  McArdle  Lab.  Cancer 
Res.,  Madison),  D.  F.  Scott  and  V.  R.  Potter. 
FEES  Lett.    13(2):11'*-116,  1971. 


5571      THE  METABOLIC  STABILITY  OF  MESSENGER 

RNA  IN  MITOCHONDRIA  FROM  NORMAL  AND 
REGENERATING  LIVER  AND  TRANSPLANTABLE  HEPATOMA, 
(Rus.)   Gaitskhoki,  V,  S.  (Inst,  Exp.  Med., 
Leningrad,  USSR),  0.  I.  Kisselev,  L,  S.  Rakh imbekova 
and  I.  D,  Shaposhn i kov,  Biokhimiia   36(l):60-66, 
1971. 


5580      EFFECT  OF  DIABETES  OR  HYPERGLYCEMIA  ON 
LIPID  METABOLISM  AND  UREA  FORMATION  BY 
THE  PERFUSED  RAT  LIVER.   (E,)   Penhos,  J,  C, 
(VA  Hosp.,  Washington,  D.  C),  J,  C.  Basabe,  N. 
Lopez  and  R.  Levine,  Hormone  Metahol.    Res. 
3(0:10-20,  1971. 


5572      INHIBITION  BY  HOMOGENTISIC  ACID  OF 

POLYPEPTIDE  SYNTHESIS  IN  RAT  LIVER  AND 
BRAIN  RIBOSOMAL  SYSTEMS.   (E.)   Peterson,  N.  A. 
(Sonoma  State  Hosp,,  Eldridge,  Calif.),  E, 
Raghupathy  and  C.  M,  McKean,  Biochim.    Biophjs. 
Acta   228(1) :268-28l,  1971. 


5573      METABOLIC  TURNOVER  OF  MESSENGER 

RIBONUCLEIC  ACID  IN  RAT  LIVER.   (E,) 
Tominaga,  H,  (U,  Tokushima  Sch.  Med.,  Japan),  J, 
Aki  and  Y.  Natori,  Bioahim.    Biophys.    Acta 
228(0:183-192,  1971. 


S51k  EFFECT  OF  GLUTETHIMIDE  (GLUT)  ON  THE 

PLASMA  CONCENTRATION  OF  UNCONJUGATED 
BILIRUBIN  (UCBR).   (E.)   Berk,  P.  D.  (NIH, 
Bethesda,  Md.)  and  T.  Blaschke.  Clin.    Res. 
19(2):3't7,  1971. 

5575      HEPATIC  CLEARANCE  OF  GROWTH  HORMONE  (GH) 

IN  HUMANS,   (E.)   Lipman,  R.  L.  (U. 
Miami  Dept.  Med.,  Fla,),  A,  Taylor,  A,  Salam  and 
D,  H,  Mintz,  Clin.    Res.    19(2):47B,  1971. 


5581      CYTOSINE  NUCLEOTIDES  IN  LIVER,   (E.) 

Domschke,  W.     (Univ.  Inst.  Biochem,, 
Friburg/Br.,  Germany),  D.  Keppler,  E,  Bischoff 
and  K,  Decker.  Boppe  Seylers   Z.    Physiol.    Chem. 
352(2):275-279,  1971. 


5582      EFFECT  OF  HYDROXYCITRATE  ON  FATTY  ACID 

SYNTHESIS  BY  RAT  LIVER  IN  VIVO.   (E.) 
Lowenstein,  J.  M.  (Brandeis  U.  Grad.  Dept, 
Biochem,,  Waltham,  Mass.).  J.    Biol.    Chem. 
2'*6(3):629-632,  1971. 


5583 


LYSOSOMAL  HYDROLASE  ALTERATIONS  IN  THE 
POSTPHAGOCYTIC  LIVER,   (E.)   Smith, 
R.  L.  (U,  Tennessee  Medical  Units,  Memphis)  and 
J,  P,  Filkins.  J.    Reticuloendothel.    Soa.    9(2): 
120-137,  1971. 

558/1      THE  INFLUENCE  OF  DIFFERENT  ANALGESIC 

AGENTS  ON  THE  ALKALINE  PHOSPHATASE 
ACTIVITY  OF  THE  HEPATIC  TISSUE  AND  BLOOD  SERUM. 
(Rus.)   Detiuk,  E.  S. ,  C,  K,  Borzh iyevski i  and 
A.  S,  Luchko.  Klin.    Khir.    51(6):52-55,  1971. 


5576      ENTEROHEPATIC  CIRCULATION  OF  3H 

DIGITOXIN:   MODIFICATION  BY  BILE  SALTS 
(BS)  AND  PHENOBARDITAL  (PB)  TREATMENT,   (E,) 
Greenberger,  N,  J.  (Ohio  State  U,  Coll,  Med,, 
Columbus)  and  F.  B.  Thomas.  Clin.    Res.     19(2) :317, 
1971. 


5585 


COMPARATIVE  ASPECTS  OF  LIPOGENESIS  IN 
MAMMALIAN  TISSUES.   (E.)   Shrago,  E, 
(U,  Wisconsin  Sch.  Med,,  Madison)   J,  A  Glennon 
and  E  S,  Gordon.  Metabolism   20(l):5't-62,  1971. 
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5586      UPTAKE  OF  RADIOACTIVE  PHOSPHATE  INTO 

(Kirghiz  Sci.  Res.  Inst.  Oncol.  Radiol.,  Frunze, 

RAT  LIVER  LYSINE-RICH  HISTONES  AND 

USSR).  Biull.    Eksp.    Biol.    Med.    7l('*):  90-92,  1971. 

PHOSPHOPROTEINS.   (E.)   Byvoet ,  P.  (U.  Florida 

Div.  Biol.  Sci.,  Gainesville).  Res.    Commun. 

Chem.    Pathol.    Pharmacol.    2(l):78-86,  1971. 

559^*      SPECIES  DIFFERENCES  IN  THE  FORMATION 

IN  VITRO  OF  ESTROGEN  CONJUGATES.   (E.) 

Quamme,  G.  A.  (Univ.  Dept.  Biochem  Ottawa, 

5587      PARTIAL  HEPATECTOMV  IN  THE  DOG.   (Dut.) 

Canada),  D.  S.  Layne  and  D.  G.  Williamson.  Corrrp. 

Eyskens,  E.  (St.  Rafael  Acad.  Hosp., 

BioQhem.    Physiol.    39(1 B) :25-30,  I97I. 

and  E.  Fossion.  Tijdsahr.    Geneeskd.    27(7) 
311-317,  1971. 


5588      DIAGNOSTIC  VALUE  OF  DETERMINATION  OF 

BILE  ACIDS  AND  CHOLESTEROL  IN  THE  BILE. 
(Rus.)   Kipshidze,  N.  and  D,  I.  Lezhava.  Ter. 
Arkh.    43(4):6l-66,  1971. 


5589      THE  EFFECT  OF  ETHANOL  ON  THE  CAT ABOLISH 

OF  MUCOPOLYSACCHARIDE  PROTEINS  IN  RAT 
LIVER.   (Ger.)   Piatt,  D.  (Justus  Liebig  U.  Med. 
Clin.,  Giessen,  Germany),  U.  Stein  and  H. 
Heissmeyer.   Z.  Klin.    Chem.    Klin.    Biochem.    9(2): 
126-129,  1971. 


5590      HEPATIC  ENZYME  INDUCTION  AND  DRUG 

ACTION.   (Ger.)   Paumgartner,  G.  (UniVo 
2nd  Med  Clin.,  Vienna).  Ther.    llmsch.    28(4): 
23A-2'»0,  1971. 


5591      TOTAL  LIVER  STORAGE  IRON  IN  NORMAL 

POPULATIONS  OF  THE  USA.   (E.)   Sturgeon, 
P.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and  A. 
Shoden.  Am.    J.    Clin.    Nutr.    2k  (h) -.kd^-hlk ,    I97I. 


5592      RELEASE  OF  LIPOPROTEIN  CHOLESTEROL 

ESTERS  BY  THE  ISOLATED  PERFUSED  RAT 
LIVER,   (E.)   Swell,  L.  (Med.  Coll.  Virginia, 
Richmond,  Va.)  and  M.  D.  Law.  Bioahim.    Biophys. 
Acta   231  (2):302-313,  1971. 


5593      REGENERATION  OF  THE  LIVER  IN  RATS  \;iTH 
M-1  SARCOMA.   (Rus.)   Sizikov,  A.  I. 


5595  HEPATIC  SULFITE  OXIDASE.   PURIFICATION 
AND  PROPERTIES.   (E.)   Cohen,  H.  J. 

(Duke  U.  Med.  Ctr.,  Durham,  N.  C.)  and  I. 
Fridovich.  J.    Biol.    Chem.    2't6  (2)  :  359-366,  1971. 

5596  COMPENSATORY  CHANGES  OF  THE  LIVER, 
BILIARY  TRACT  AND  PANCREAS  FOLLOWING 

REMOVAL  OR  ISOLATION  OF  THE  GALLBLADDER.   (Rus.) 
Avdey,  L.  V.  Klin.    Khir.    51(3):l-7,  1971. 


5597      STUDIES  ON  AMINO  ACID  ACTIVATING 

ENZYME  IN  THE  LIVER.   U   EFFECT  OF 
DIETARY  PROTEIN  ON  AMINO  ACID  ACTIVATING  ENZYME 
IN  THE  LIVER  OF  NORMAL  RATS.   (Jap.)   Nakano,  H. 
(U.  Kyoto  Sch.  Med.,  Japan).  Naika  Hokai.    (Jap. 
Arah.    Intern.    Med.)    18(1) :l-7,  I97I. 


5598      THE  DOUBLE  GLUCAGON  TEST,  A  NEW  LIVER 

FUNCTION.   (E.)   Verhaegen,  H.  (St. 
Bartholomew's  Hosp.,  Antwerp,  Belgium),  A. 
De  Beukelaer,  M.  L.  Verhaegen  Declercq  and  F. 
Krug.  Postgrad.   Med.   J.    47(5'<'t) :  1  OO-l  10,  I97I. 


5599      BIOCHEMICAL  AND  IMMUNOCHEMICAL 

CHARACTERISTICS  OF  TRANSPLANTATION 
ANTIGENS  OF  MOUSE  LIVER.   (Rus.)   Yarilin,  A.  A. 
(Inst.  Med  Radiol.,  Obninsk,  USSR).  Vopr.    Med. 
Kliim.    17(2):1  15-120,  1971. 


5600      EFFECTS  OF  CAERULEIN  ON  THE  HUMAN 
BILIARY  TRACT.   (E.)   CarratQ,  R. 
(Univ.  2nd  Med.  Clin.,  Rome),  G.  Arcangel  r  and 
F.  Pal  lone.  R.    C.    Rom.    Gastroenterol.    3(1): 
28-33,  1971. 
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5601      STIMULATION  OF  JEJUNAL  ADENYL  CYCLASE 

BY  ETHANOL.   (E.)   Greene,  H.  L., 
R.  H.  Herman  (US  Army  Med.  Res.  Nutr.  Lab., 
Denver,  Colo.)  and  S.  Kraemer.  J.    Lab.    Clin.    Med.  ■ 
78(3):336-3'0,  1971. 

The  stimulatory  effects  of  short-chain  alcohols 
on  adenyl  cyclase  (AC)  which  catalyzes  the 
formation  of  3',5'-cyclic  AMP  and  ATP  were 
investigated  in  rat  liver,  brain,  and  adipose 
tissue  and  in  both  rat  and  human  intestinal 
tissue.   Ethanol  stimulated  AC  activity  to  some 
degree  in  rat  tissues  generally,  but  ethanol  and 
methanol  caused  more  AC  activity  in  rat  intestine 
than  did  the  fluroide  ion.   Maximal  alcohol 
stimulation  occurred  in  rat  liver  only  after 
Lubrol  WX  treatment.   Human  intestinal  AC  was 
stimulated  to  a  lesser  degree  by  ethanol  and 
methanol.   Reaction  of  tissue  fractions  with  ATP 
formed  cyclic  3',5'-cyclic  AMP  as  identified  by 
thin  layer  chromatography  and  phosphodiesterase 
reaction.  Cyclic  AMP  formation  was  prevented  by 
boiling  the  AC  tissue  fraction  prior  to  incubation, 
No  mechanism  for  alcohol  stimulation  of  AC  could 
be  proposed. 


5602      SYNTHESIS  AND  UPTAKE  OF  5-HYDROXY- 

TRYPTAMINE  BY  THE  MYENTERIC  PLEXUS  OF 
THE  GUINEA-PIG  ILEUM:   A  H I STOCHEM I CAL  STUDY. 
(E.)   Robinson,  R.  G.  and  M.  D.  Gershon  (Cornell 
Med.  Coll.,  New  York,  N.  Y.).  J.    Pharmaaol.    Exp. 
Ther.    178(2):311-32'<,  1971. 

The  synthesis  and  uptake  of  5-hydroxyt ryptami ne 
(5-HT)  by  the  myenteric  plexus  of  the  guinea  pig 
ileum  was  studied  using  formal dehyde- i nduced 
fluorescence  or  rad ioautography .   In  the  untreated 
myenteric  plexus  the  adrenergic  axons  displayed 
a  localized  green  fluorescence  after  formaldehyde 
treatment.   Following  treatment  with  reserpine, 
a-methyl -p-tyrosine  (a-MPT)  or  a-methy 1 -m-ty ros i ne 
(a-MMT)  t'here  was  no  fluorescence  in  the  plexus 
indicating  a  depletion  of  catecholamines.   \/hen 
plexuses  were  depleted  of  catecholamine  by  reser- 
pine, a-MPT  or  a-MMT  and  then  treated  with 
pheniprazine,  tranylcypromine,  or  harmaline 
(monoamine  oxidase  inhibitors)  they  showed  a 
yellow  fluorescence  when  treated  with  formaldehyde 
vapor.   The  concentration  of  5-HT  was  increased 
4-fold  by  monoamine  oxidase  inhibition.   Treatment 
i^irh  £-chlorophenylalanine  (a  tryptophan  hydroxylase 
inhibitor)  prevented  the  appearance  of  this 
widespread  fluorescence  pattern;  however,  5- 
hydroxytryptophan  had  no  qualitative  effect  (but 
some  enhancing  effect)  on  fluorescence.   1- 
Dihydroxyphenylalanine  restored  the  original 
fluorescent  pattern  in  adrenergic  axons.   In  vi  tro 
studies  revealed  an  uptake  of  norepinephrine  by 
the  adrenergic  axons,  while  5-HT  was  taken  up  by 
other  parts  of  the  myenteric  plexus  as  well  as 
these  axons.   5-HT  is  seemingly  synthesized  in 
the  myenteric  plexus. 


5603      AN  ADAPTIVE  CHANGE  IN  ILEAL  Na-K-ATPase 

-ACTIVITY  AFTER  JEJUNECTOMY  OR  JEJUNAL 
TRANSPOSITION.   (E.)   Tilson,  M.  D.  (YaleU. 
Sch.  Med.,  New  Haven,  Conn.)  and  H.  K.  Wright. 
Surgery   70(3)  :'»21-'*25,  1971. 

The  activity  of  Na-K-act i vated  adenosine  triphos- 
phatase (Na-K-ATPase)  in  segments  of  ileum  was 
studied  in  rats  with  normal,  transposed,  partially 
resected,  and  sham-transposed  gastrointestinal 
tracts.  The  mean  Na-K-ATPase  activity  of  the 
mucosal  homogenates  from  the  ileal  remnants 
after  resection  was  increased  30%  over  the  mean 
activity  in  the  normal  and  sham-operated  segments 
of  ileum.   The  mean  activity  of  the  transposed 
segments  was  increased  58-^  over  the  activity  of 
the  sham-transposed  segments.  The  mean  Mg-ATPase 
activities  for  all  groups  showed  no  differences. 
The  observed  biochemical  alterations  may  augment 
the  compensatory  hypertrophy  of  the  small 
intestine  seen  following  a  decrease  in  the 
effective  absorptive  surface  by  increasing 
membrane  transport. 


5604      STUDIES  ON  ENZYME  EXCRETIONo   IL 

ROLE  OF  THE  INTESTINE  AS  AN  ORGAN  OF 
EXCRETION.   (Ger.)   Bar,  U,  (Med.  Tech.  Inst., 
Hannover,  Germany)  and  S.  Ohlendorf.   Z.  Gesamte 
Exp.    Med.    15'*(2):1'(0-150,  1971. 

The  following  enzymes  were  demonstrated  in  the 
lumen,  mucous  membrane  and  washings  (0.9l  NaCl 
or  neomycin  sulfate  solution)  of  a  segment  of 
the  small  intestine  (jejunum  and  duodenum)  of 
male  Wistar  rats:   malate  dehydrogenase,  LDH, 
glutamate-oxalate  transaminase,  creatine  phospho- 
kinase,  gl utamate-py ruvate  transaminase,  glutamate 
dehydrogenase  and  aldolase.   The  enzymatic 
activity  in  the  washings  (collected  every  30  min) 
increased  steadily  over  a  7-hr  period  reaching 
approximately  h    times  the  initial  values  after 
6-7  hr.   No  increase  in  enzyme  activity  was 
obtained  following  i.v.  injection  of  LDH,  aldolase 
and  glutamate-pyruvate  transaminase  suggesting 
that  the  enzymes  found  in  the  lumen  of  the  small 
intestines  are  not  eliminated  from  plasma  but 
originate  from  desquamated  epithelial  cells.   In 
3  dogs  removal  of  both  small  and  large  intestine 
and  total  gastrectomy  in  1  caused  no  delay  in 
clearance  from  plasma  of  i.v.  injected  enzymes. 
These  results  indicate  that  the  gastrointestinal 
tract  is  not  the  sole  site  of  enzyme  elimination. 
The  mechanism  of  enzyme  catabolism  is  briefly 
d  i  scussed . 


5605      EFFECTS  OF  DIET  ON  RAT  INTESTINAL 

SOLUBLE  HEXOKINASE  AND  FRUCTOKINASE 
ACTIVITIES.   (E.)   Vieiser,  M.  M.  (Harvard  Med. 
Sch.,  Boston,  Mass.),  H.  O.uill  and  K.  J. 
Isselbacher.  Am.    J.    Physiol.    221  (3)  :8A4-8it9, 
1971. 
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Diet-related  intestinal  hexokinase  activity, 
hexokinase  isozymes,  and  fructokinase  activity 
were  evaluated  on  the  rat  using  d iethyl ami  no-ethyl  ■ 
cellulose  chromatography.   No  etiologic  role  could 
be  attributed  to  maladaptive  response  of  these 
enzymes  in  disease.   The  data  presented  showed 
no  adaptive  response  of  intestinal  hexokinase  to 
diet  or  control  of  enzyme  synthesis  but  a  signifi- 
cant change  in  activity  was  apparent  when  com- 
pared to  a  noncarbohydrate  diet.   This  change 
was  small  and  was  secondary  to  a  local  cellular 
increase  in  glucose  concentration  in  the  actively 
absorbing  cell  with  no  intestinal  glucokinase 
response  to  dieto   Casein  noncarbohydrate  diets 
decreased  hexokinase  activity  compared  to  starved 
rats.   High  fructose  diets  did  not  increase 
hexokinase  activity  while  high  glucose  or  high 
sucrose  increased  hexokinase  activity  as  compared 
to  casein-fed  animals.   High  glucose  or  sucrose 
diets  caused  a  relative  increase  in  jejunal  Type 
II  hexokinase  over  Type  I  apparently  confined  to 
the  upper  absorbing  cells  of  the  villus  suggesting 
a  noil  iniluct  i  vu  offoct  of  h  igh-q  1  ucose  concentra- 
tions.  Type  IV'  (glucokinase)  was  not  dctecte(i. 
Hexokinase  activity  was  higlior  in  the  ileum  and 
fructokinase  activity  \jas  higlier  in  tlie  jejunum 
while  starved  and  casein  noncarbohydrate  fed 
animals  had  equally  low  fructokinase  activity. 
High-carbohydrate  diets  (glucose,  fructose,  and 
sucrose)  increased  fructokinase  activity,  especial  1 
high-fructose  and  -sucrose  diets. 


5606      CfILL  POPULATION  CIIANGE3  IN  THE  INTESTINAL 

nUCOSA  OF  PROTEIH-REPLETED  OR  STARVED 
RATS.   I.   CHANGES  IN  fllTOTIC  CYCLE  TIME.   (E.) 
Rose,  P.  M.  (Rutgers  U.  Dept.  Zool . ,  Hew  Brunswicic, 
N.  J.),  A.  F.  Hopper  and  R.  W.  Wannemacher,  Jr. 
J.    Cell.    Biol.    50(3): 887-392,  1071. 

Protein-free  diets  and  progressive  starvation 
effects  during  the  rat  ileal  crypt  cell  cycle 
time  was  investigated  through  labeled  mitoses. 
Groups  of  25  rats  were  starved  for  7  or  10  days 
or  fed  a  protein-free  diet  for  3,  7,  or  11  \voeks. 
Controls  \^ere  fed  18?^  casein  agar  gel  diet. 
Progressive  protein  depletion  gave  a  progressive 
lengthing  of  the  cycle  time  because  of  a  lengthened 
synthetic  phase.   The  presynthetic  gap  was 
similar  to  the  controls  after  3  weeks  but  a 
large  variability  occurred  after  11  weeks.   Post- 
synthetic gap  plus  mitotic  phase  duration  was 
not  affected  by  diet.   The  cell  cycle  also  became 
more  variable  as  dietary  stress  increased.   The 
relative  duration  of  tlie  components  of  the  cycle 
in  starved  animals  changed  significantly  with 
the  synthetic  phase  and  the  postsynthetic  gap 
increasing  and  the  presynthetic  gap  duration 
decreas  i  ng. 


5607      IRRADIATIOH  OF  THE  G.I.  TRACT:   COMPEN- 
SATORY RESPONSE  OF  STOMACH,  JEJUNUM 
AND  COLON.   (E.)   Hagemann,  R.  F.  (Allegheny  Gen. 
Hosp.,  Pittsburgh,  Pa.)  and  5.  Lesher.  Br.    /. 
Radiol.    'i't(52'i)  :  599-602,  1971. 


With  tlie  quotient  d i s i nteqrat ions/ni n  (dpm) /I aboled 
crypt  nucleus  giving  a  direct  measurement  of  the 
extent  of  ^H-thymidine  incorporation  per  S  phase 
cell,  results  showed  an  early  dose-dependent  de- 
pression in  rat  jejunal  crypt  cell  DNA  synthesis 
after  whole  body  irradiation.   This  was  followed 
by  rapid  recovery  which  was  complete  20-24  hr  after 
irradiation  with  300  and  6OO  r  and  by  48  hr 
following  900  r.   The  decrease  in  cellularity 
seen  at  2'f  hr  vjas  related  to  tlio  extent  of  cell 
killing;  however  some  cell  division  will  occur 
within  2'l  hr  of  exposiire.   Repopulation  occurred 
after  all  exposures.   Although  the  stomach  did 
not  apparently  possess  the  faculty  for  compensatory 
response  to  radiation  injury,  the  jejunum 
exhibited  a  marl-.ed  dose-dependent  post- i  rrad  iat  ion 
overshoot  in  proliferative  cellularity  reaching 
a  maximum  of  2.6  times  control  h    days  after 
1,000  r.   Likewise,  the  colon  possessed  the 
capacity  for  increased  cell  proliferation 
follo»7ing  irradiation,  2-3  days  later  than  in 
the  jejunum.   Rather  large  radiation  fractions 
given  at  3-'t-day  intervals  may  increase  the 
therapeutic  ratio  where  damage  to  the  gastro- 
intestinal tract  is  critical. 


5608      RILE  ACID  INHIBITION  OF  THE  INTESTINAL 

MICROFLORA  -  A  FUNCTIOfJ  FOR  SIMPLE  BILE 
ACIDS?   (E.)   Floch,  M.  H.  (Norwalk  Hosp.,  Conn.), 
U.  Gorshengoren,  S.  Elliott  and  H.  M.  Spiro. 
Gactroenterologii   61 (2) :228-233,  I97I. 

The  effect  of  free  and  conjugated  bile  acids  on 
human  aerobic  and  anaerobic  intestinal  organisms 
was  investigated  in  vi  tro.   The  growth  of  15  of 
18  strains  of  intestinal  bacteria  tested  ivas 
inhibited  liy  one  or  more  o^  the  bile  acids.   All 
strains  of  anaerobes,  some  gram-positive  aerobes 
but  none  of  the  gram  negative  aerobes  were 
inhibited  by  bile  acids.   In  all  experiments 
bacterial  growth  was  completely  inhibited  at  5 
to  10  times  the  concentration  at  which  initial 
inhibition  was  noted,  reveal inq  similar  curves 
of  inhibitions.   Anaerobic  Bacteroides,  Lacto- 
baci 1 lus  and  Streptococcus  were  al 1  sens  it ive  to 
a  0.5?;  solution  of  cholic  acid.   Aerobic  and 
anaerobic  streptococci,  Bacteroides,  and  some 
froslily  isolated  lactobacci  were  inhibited  by 
deoxvcholic  acid.   Both  taurocholic  and  qlycocholic 
acids  vrere  ineffective  in  inhibiting  the 
intestinal  organisms.   Although  these  in  vitro 
results  do  not  accurately  compare  to  irTvivo 
intraluminal  conditions,  this  study  suggests 
that  simple  bile  acids  may  be  one  more  mechanism 
(in  addition  to  gastric  acidity  and  normal 
peristalsis)  which  contributes  to  the  control  of 
intestinal  bacterial  populations. 


5609      STUDIES  OF  PHOSPHATIDE  FRACTIONS  IN 

THE  SMALL  INTESTINES  OF  MAN  BEFORE  AND 
AFTER  ADMINISTRATION  OF  INTERMEDIATE  CHAIN 
TRIGLYCERIDES.   (Ger.)   Berg,  G.  (U.  Erlangen- 
Nuremberg  Med.  Clin.,  Germany),  L.  Witzel  and  U. 
Troll.   Z.  Emaehvungnvlns.     1  0(3)  :  I  57- 1  59,  I971. 
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Using  thin-layer  and  gas  chromatography  the 
individual  fatty  acids  in  phosphatide  fractions 
were  determined  before  and  1  hr  after  administra- 
tion of  10  g  of  medium-chain  triglycerides  (MCT) . 
Lecithin  and  cholamine  fractions  were  present  in 
the  intestines  before  and  after  administration 
of  MCT.   Fatty  acids  with  a  0]/^,  C^^  and  Cjq 
chain  length  were  the  main  components  in  both. 
in  the  lecitiiin  fraction  the  saturated  fatty 
acids  decreased,  the  unsaturated  increased  after 
MCT;  in  tlie  colamine  fraction  the  saturated  and 
double  unsaturated  fatty  acids  increased  while 
the  single  unsaturated  decreased.   The  results 
indicate  that  phosphatides  play  no  essential 
role  during  absorption  of  MCT.   There  is  no 
incorporation  of  fatty  acids  of  the  intermediate- 
chain  triglyceride  into  the  phosphatide  molecule. 
The  MCT  molecule  because  of  its  small  size  seems 
to  be  able  to  penetrate  the  intestinal  wall 
without  the  participation  of  other  fat  fractions. 
The  main  function  of  phosphatides  during  absorption 
of  normal  fats  is  probably  that  of  emulsifiers. 


5610      ACTIVITY  OF  D I SACCHARI DASES  IN  THE 

JEJUNUM  OF  SUBTOTALLV  PANCREATECTOM I  ZED 
RATS.   (Ger.)   Rahmer,  R.  (U.  Ulm  Intern.  Med. 
Ctr.,  Germany),  K.  Rommel,  R.  Governa  and  S. 
Rapt  is.  Clin.    Chin.    Acta   33  (1 )  :  C>1 -67  ,  1^71. 

Maltase,  sucrase  and  lactase  activity  and  the 
RNA/DNA  quotient  in  the  jejunal  mucosa  of  male 
Wistar  rats  were  determined  in  vi  tro,  14,  73,  79, 
88,  96  and  120  days  after  subtotal  (35%)    pan- 
createctomy.  Statistically  significant  increase 
(as  compared  to  normal  controls)  in  the  activity 
of  maltase  was  noted  up  to  96  days  after  surgery, 
of  lactase  between  73-96  days  and  of  saccharase 
between  73-120  days.   Maltase  and  lactase 
activity  increased  maximally  '♦-5  fold,  sacciiarase 
activity  10-fold.   The  RNA/DNA  quotient  remained 
constant  suggesting  that  there  was  no  increase 
in  protein  synthesis  and  number  of  enzyme 
molecules.   The  decrease  in  enzyme  activity  8O-9O 
days  after  surgery  as  compared  to  the  increase 
<90  days  after  surgery  was  interpreted  as  a 
positive  selection  of  animals  since  most  died 
from  diabetes  before  90  days.   The  reasons  for 
the  apparent  contradiction  of  these  in  vi  tro 
results  to  those  obtained  in  vivo  (other  reports) 
are  discussed  and  explained  by  the  2  type  (A  and 
B)  monosaccharide  transport  carriers.   The 
possibilities  of  influencing  hydrolysis  and 
absorption  of  d i sacchar ides  by  pancreatectomy 
are  discussed. 


OF  PROLIFERATING  AND  SPECIALIZED  CELLS  ALONG 
VARIOUS  CRYPTS.   (E.)   Sawicki,  W,  (Sch.  Med., 
Warsaw,  Poland),  J.  Rowinski  and  0.  Rlaton. 
Cell  Tissue  Kinet.    't (3)  :225-232,  1971. 


5613      FACTORS  INFLUENCING  PULMONARY  METHANE 
EXCRETION  III  MAN.   AN  INDIRECT  METHOD 
OF  STUDYING  THE  IN  SITU  METABOLISM  OF  THE 
METHANE-PRODUCING  COLONIC  BACTERIA.   (E.)   Bond, 
J.  H.,  Jr.  (U.  Minnesota  Hosp.,  Minneapolis), 
R.  R.  Engel  and  M.  D.  Levitt.  J.    Exp.    tied. 
133(3):572-588,  1971. 


561^4      THE  EFFECT  OF  A  STRICT  VEGETARIAN  DIET 
ON  THE  FAECAL  FLORA  AND  FAECAL  STEROID 
CONCENTRATION.   (E.)   Aries,  V,  C,  (St.  Mary's 
Hosp.  Med.  Sch.,  London),  J.  C.  Crowther  and 
B.  S.  Drasar.  J.    Pathol.    1  03  ( 1 )  :  5'i-56,  1971. 


5615      GROWTH  AND  NUTRITION  OF  ENTERECTOMI ZED 

RATS  FED  AN  ELEMENTAL  L I OU I D  DIET. 
(E.)   Touloukian,  R.  J.  (Yale  U.  Sch.  Med.,  New 
Haven,  Conn.),  B.  Mitruka  and  C.  Hoyle.  Surgery 
69(^4):  637-645,  1971. 


5616      SERUM  LEVELS  OF  INTESTINAL  ALKALINE 

PHOSPHATASE  IN  RELATION  TO  SHOCK. 
(E.)   Bounous,  G.  (Univ.  Hosp.  Ctr.,  Sherbrooke, 
Quebec,  Canada)  and  J.  Hugon.  Surgery   69(2): 
238-245,  1971. 


5617      BILE  SALTS,  STEROLS,  STEROL  ESTERS, 

GLYCERIDES  AND  FATTY  ACIDS  IN  Ml  CELLAR 
AND  OIL  PHASES  OF  INTESTINAL  CONTENTS  DURING  FAT 
DIGESTION  IN  MAN.   (E.)   Miettinen,  T.  A.  (U. 
Helsinki  3rd  Dept.  Med.)  and  M.  Siurala.   Z. 
Klin,    alien.    Klin.    Biochem.    9(1): ''7-52,  197'. 


5618      DIETARY  REGULATION  OF  SMALL  INTESTINAL 

ENZYME  ACTIVITY  IN  MAN.   (E.) 
Rosensweig,  N.  S.  (St.  Luke's  Hosp.  Ctr.,  New 
York,  N.  Y.),  R.  H.  Herman  and  F.  B.  Stifel. 
Am.    J.    Clin.    Nutr.    24(0:65-69,  1971. 


5619      THE  CONCEPT  OF  BRUSH  BORDER  FUNCTION. 
OBSERVATIONS  ON  INTESTINAL  EPITHELIUM 
IN  TISSUE  CULTURE.   (E.)   Sandstrom,  B.  (Univ. 
Dept.  Human  Anat.,  Uppsala,  Sweden).  Cytohiologie 
3(2):293-297,  1971. 


5611       INTESTINAL  IMMUNOGLOBULINS  IN  THE  PIG. 

(E.)   Bourne,  F.  J.  (U.  Bristol  Dept. 
Anim.  Husband.,  England),  J.  Pickup  and  J.  W. 
Honour.  Bioahim.    Biophys.    Acta   229( 1 ) : 1 8-25, 
1971. 
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5620      GLUCAMYLASE  ACTIVITY  OF  HUMAN 

INTESTINAL  MUCOSA.   (E.)   Auricchio, 
S.  (U.  Naples  2nd  Dept.  Pediatr.,  Italy),  F. 
Ciccinarra,  E.  Starace,  A.  Vegnente,  P.  Giliberti 
and  L.  Provenzale.  R.    C.    Rom.    Castroenterol. 
3(l):l-8,  1971. 


See  also  numbers:   5452,  5453,  5454 


676 


GENERAL 


f 


5621      SUPPRESSION  OF  FOOD  INTAKE  \JITH  I  tlTRA- 

GASTRIC  LOADING:   RELATION  TO  NATURAL 
FEEDING  CYCLE.   (E.)   Ouatermain,  D.  (Rockefeller 
U.,  New  York,  N.  Y.),  li.  KissDeff,  R,  Shapiro 
and  N.  E.  Miller.  Saience    1 73  ('tOOO)  :94l -943, 
1971. 

The  effect  of  intragastric  loads  given  in  discrete 
amounts  at  times  corresponding  to  normal  eating 
habits  was  studied  in  23  rats.   Infusion  according 
to  the  rats'  individual  eating  pattern  produced 
a  greater  suppression  of  oral  intake  (2  to  lO?; 
excessive  consumption)  than  a  continuous  2't-hr 
slow  infusion  (30  to  501  excessive  consumption) 
which  was  not  the  result  of  periodic  stomach 
filling.   Continuous  slow  infusions  or  loads 
began  after  eating  had  progressed  were  not  as 
effective  in  suppressing  food  intake  as  those 
loads  which  anticipated  a  spontaneous  meal. 
Therefore  effective  suppression  of  oral  intake 
seems  to  depend  not  only  on  the  total  amount  of 
food  infused  but  also  on  the  time  of  the  infusion 
relative  to  when  the  animal  is  about  to  eat,  and 
that  factors  other  than  total  caloric  intalce  may 
be  important  in  determining  satiety  and  controlling 
food  intake. 


5622      STUDY  OF  THE  ARTERIAL  AND  PORTAL  LIVER 

CIRCULATION  WITH  A  FLOW  METER  WHICH 
UTILIZES  THE  ULTRASONIC  DOPPLER  EFFECT.   PRELIMINARY 
EXPERIMENTAL  RESULTS.   (Fr.)   Loisance,  D, ,  P. 
Peronneau,  M.  Pellet  and  J. -P.  Lenriot  (Cochin 
Hosp.,  Paris).  Presse  Med.    79(27) :  1  227- 1  230,  I97I. 

An  ultrasonic  flow  meter  was  used  to  measure 
blood  flow  in  the  portal  vein  and  hepatic  artery 
in  10  anesthetized  dogs.   In  the  portal  vein  the 
rate  of  blood  flow  decreased  during  inspiration 
while  the  portal  pressure  increased.   In  contrast, 
blood  flow  in  the  hepatic  artery  did  not  change 
much  during  inspiration  but  did  vary  with  the 
rhythm  of  the  heart.   Arterial  blood  flow  accounted 
for  17-32fS  (mean  of  22?^  of  the  hepatic  blood 
flow  calculated  in  5  dogs  from  successive 
measurements  made  on  the  hepatic  artery  and 
portal  vein. 


5623      DISCHARGES  FROM  THE  CENTRAL  AND  PERIPHERAL 

PARTS  OF  THE  SPLANCHNIC  AND  VAGUS 
NERVES  DURING  CHEMICAL  STIMULATION  OF  THE  MUCOSA 
IN  THE  SMALL  INTESTINE.   (Rus.)   Imina,  L.  V. 
(Inst.  Physiol.,  Minsk,  USSR).  Fiziol.    Zh.    SSSR 
57(0:95-102,  1971. 

In  chloralose-anesthet ized  cats  discharges  from 
the  central  and  peripheral  parts  of  the  splanchnic 
and  vagus  nerves  were  measured  before  and  after 
instillation  of  glucose  or  NaCl  (5  ml  of  1  or  3  M 
solutions)  into  tlie  middle  of  the  small  intestine. 
Instillation  of  1  M  glucose  produced  more  marked 
changes  in  discharges  from  the  splanchnic  nerve 
than  in  those  from  tlie  vagus  while  instillation 


of  1  M  NaCl  had  the  opposite  effect.   Glucose 
increased  and  NaCl  decreased  the  frequency  of 
discharges  from  the  afferent  fibers  of  these 
nerves.   In  some  cats  instillation  of  3  M  glucose 
or  NaCl  increased  the  frequency  of  discharges 
from  both  the  splanchnic  and  vagus  nerves.   These 
findings  indicate  that  either  opposite  or 
synergistic  reactions  occur  depending  upon  the 
type  of  stimulant  and  its  concentration. 


5624      STUDIES  ON  THE  INTESTINAL  VASODILATATION 

ORSERVED  AFTER  MECHANICAL  STIMULATION 
OF  THE  MUCOSA  OF  THE  GUT.   (E.)   Biber,  B.  (U. 
Goteborg  Dept.  Physiol.,  Sweden),  0.  Lundgren 
and  J.  Svanvik.  Acta  Phusiol.    Saand.    02(2): 
177-190,  1971. 

IVeak  mechanical  stimulation  of  the  feline  jejunal 
mucosa  induced  a  transient  increase  of  total 
jejunal  blood  flow  amounting  to  30-140^  of  control 
values.   The  jejunal  vasodilatation  was,  at 
least  in  part,  restricted  to  the  mucosal  layer. 
Autonomic  denervation  or  blockade  by  atropine, 
a-  or  B-blocking  agents  or  by  a  cholinergic  ganglio- 
nic blocldng  agent  could  not  abolish  the  observed 
blood  flow  augmentation.   However,  tetrodotoxin 
(a  nerve  conductivity  blocking  agent),  lidocaine 
(a  local  anesthetic)  and  2-bromo  lysergic  acid 
diethylamide  (a  5-hydroxyt ryptami ne  receptor 
blocker)  all  completely  abolished  the  intestinal 
blood  flow  augmentation.   The  above  results 
suggest  the  involvement  of  an  intramural  nervous 
median  ism  that  in  some  way  is  dependent  on  5- 
hydroxytryptami ne  release  which  would,  in  turn, 
be  responsible  for  the  mechanically  evoked 
intestinal  vasodilatation.   In  some  experiments 
a  long-standing  jejunal  blood  flow  increase  was 
induced  by  the  administration  of  bile  into  the 
lumen.   This  type  of  vasodilatation  may  be  pro- 
duced by  a  different  mechanism  than  the  vaso- 
dilatation observed  with  mechanical  stimulation. 


5625      THE  EFFECT  OF  TRUNCAL  VAGOTOMY  ON 

JEJUNAL  AND  ILEAL  BLOOD  FLOW.   (E.) 
Mackie,  D.  B.  (Cent.  Middlesex  Hosp.,  London) 
and  M.  D.  Turner.  J.    Surg.    Res.     11 (7) : 356-363 , 
1971. 

Local  jejunal  and  ileal  perfusion  rates  were 
measured  in  9  unanesthet ized  dogs  both  before 
and  after  total  vagotomy.   The  mean  reduction  of 
ileal  and  jejunal  blood  flow  between  12  and  17 
days  following  vagotomy  was  '18  and  '49,5°o,  resp. 
Hemoglobin,  WBC  and  fasting  blood  sugar 
levels  were  normal.   The  mean  chronic  post- 
vagotomy  small  intestine  perfusion  rate  did  not 
differ  significantly  from  the  mean  prevagotomy 
flow  rate.   With  respect  to  long-term  effects  of 
vagotomy,  most  animals  recover  from  the  reduced 
blood  flow  but  the  exact  pattern  after  the  third 
week  is  variable.   In  some  animals  there  may  be 
hyperemia,  while  in  others  the  return  to  normal 
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perfusion  rates  is  a  more  gradual  process 
occurring  over  many  weeks.  This  study  appears 
to  represent  the  first  uninterrupted  experiment 
to  assess  both  the  early  and  long-term  effects 
of  vagotomy  on  mesenteric  blood  flow  in  conscious 
unrestrained  animals  by  a  hydrogen  gas  desaturation 
method,  a  blood  tissue  exchange  method  based  on 
the  same  principles  aS  the  Kety-Schmidt  nitrous 
oxide  method. 


5626      COIJTINUOUS  MEASUREMENT  OF  STOMACH  I^LOOD 

FLOW  IN  THE  DOG  BY  MEANS  OF  THERMOCOUPLES. 
(Ger.)   Finding,  M.  (Loberstr.  3,  Giessen, 
r-ermany),  AeTztl.    Forsah.    24  (l  1 )  :331 -3'tO,  1970. 

Several  different  experimental  arrangements  for 
measuring  circulation  in  the  gastric  mucosa  by 
recording  changes  in  heat  transfer  and  erythema 
in  restrained  and  nonrest ra i ned  dogs  are  described. 
Spontaneous  changes  in  the  frequency  and  amplitude 
of  rhythmic  fluctuations  in  heat  transfer  values 
occurred  and  differed  in  different  dogs.   They 
seemed  to  be  affected  more  by  movement  than  l)y 
emotional  stimulation.   The  pattern  of  reaction 
to  s.c.  inj.  of  histamine  (0.08  mg/l<g)  or  a.tropine 
(0.2  mg/l<g)  differed  widely  in  2  dogs  tested. 
Reaction  to  i.v.  injection  of  a  variety  of  compounds 
was  usually  most  pronounced  within  the  first  5 
min  causing  either  an  increase  or  decrease  in 
heat  transfer.   These  differed  in  different 
animals  and  on  different  days.   Histamine, 
orci prenal i ne,  epinephrine,  and  carbachol  more 
frequently  caused  an  increase  than  decrease. 
Gastrin  usually  caused  a  decrease,  NaCl,  Narcoron 
(ethylmethyl butyl  barbital )  and  droperidol  had  no 
significant  effect. 


pH  units  for  measurements  at  both  pH  2  and  pH  7. 
X-ray  photographs  and  fluoroscopic  examination 
demonstrated  the  ability  to  locate  the  capsule 
in  the  gastrointestinal  tract  if  desired. 

5^i20      THE  INFLUENCE  OF  RHYTHMIC  AND  TONIC 

CONTRACTION  OF  THE  SMALL  INTESTINr:  ON 
BLOOD  FLOW  THROUGH  THE  INTESTINAL  SEGMENT.   (E.) 
Semba,  T.  (U.  Hiroshima  Sch.  Med.,  Japan),  K. 
Fuj i i  and  Y.  Fuj i i .  Jap.    J.    Physiol.    21(1): 
l-l'*,  1971. 

Contractions  of  intestinal  segments  in  dogs  were 
found  to  exert  their  effects  on  the  arterial  and 
venous  blood  flow  through  those  segments  in  3 
distinct  patterns.   In  the  contraction  phase  type, 
intestinal  contraction  caused  marl<ed  augmentation 
of  venous  outflow  and  diminution  of  arterial 
inflow.   In  the  relaxation  phase  type  diminution 
of  blood  flow  was  observed  in  both  artery  and 
vein  during  the  contraction  period,  but  during 
the  relaxation  period  there  was  augmentation  of 
blood  flow.   In  the  combination  type,  temporal 
augmentation  of  blood  flow  in  the  vein  was 
followed  by  diminution  of  flow  during  the  con- 
traction period,  and  thereafter  was  produced 
again  during  the  relaxation  period.   Arterial 
flow  changes  paralleled  those  of  the  venous 
flow  pattern.   Augmentation  of  venous  outflow 
during  the  contraction  period  in  tonic  and 
rhythmic  contraction  developed  because  the  blood 
contained  in  the  visceral  wall  was  expelled  into 
the  vein  by  contraction  of  the  intestinal 
musculature.  Contraction  of  the  musculature 
caused  augmentation  of  arterial  and  venous  flow 
during  the  relaxation  period  by  vasodilation  due 
to  prolonged  blood  vessel  compression. 


5627      A  pH-MEASURING  RADIO  CAPSULE  FOR  THE 
ALIMENTARY  CANAL.   (E.)   Kunz,  H.  J. 
(Corning  Glass  Works,  Raleigh,  N.  C),  T.  E. 
Norby  and  C.  H.  Rogers.  An.    J.    Dig.    Dis.    16(B): 
739-7'43,  1971. 

In  a  new  telemetering  system  (the  Corning  Acido 
Radio  Capsule  system)  designed  to  measure  pH  in 
the  gastrointestinal  tract,  the  reference  electrode 
was  designed  to  be  self-contained,  thereby  pre- 
senting a  sensing  system  directly  in  the  medium 
under  measurement.   A  unique  antenna  configuration 
assures  constant  signal  pickup  for  the  receiver- 
rgcorder  readout  system.   Ten  capsules  monitored 
for  sensitivity  to  temperature  changes  showed 
that  over  the  range  of  32  to  '*2C,  the  temperature 
coefficient  was  less  than  0.05  pH  units  per 
degree  centigrade.   Average  response  time  was 
less  than  1  second,  valuable  in  showing  presence 
or  absence  of  peristaltic  action  as  secreted 
acid  is  mixed  with  less  acidic  contents  of  the 
stomac|n.   There  was  a  linearity  of  response  over 
the  intended  useful  range  (2-7)  of  pH  values. 
The  dH  response  after  18  hr  is  still  within  ±0.2 


5629      I^LOOD  AND  LYMPH  CIRCULATION  OF  THE 

LIVER  IN  EXPERIMENTAL  BURN  SHOCK. 
(Rus.)   Dorofeev,  A.  A.  (Med.  Inst.,  Dushanbe, 
USSR).  Arkh.   Anat.    Gistol.   Emhriol.    60 (1): 68-73, 
1971. 


5630      GRO\/TH  OF  FETAL  ORGANS  AFTER  MATERNAL 

PARTIAL  HEPATECTOMY  OR  UNILATERAL 
NEPHRECTOMY.   (E.)   Skreb,  H.  (U.  Zagreb  Inst. 
Biol.,  Yugoslavia),  1„    Domazet,  G.  Lukovic  and 
L.  Hofman.  Experientia   27(0:76-77,  1971. 


5631       INTESTINAL  MICROFLORA  OF  CHILDREN  WITH 

LAMBLIA  INVASION.   (Rus.)   Gutorova, 
L.  D.,  V.  F.  Burmakina  and  K.  N.  Klochko.  Med. 
Parazitol.    (Mosk. )    ^tOd  )  :72-7'4,  1971. 


5632      THE  VASCULAR  PATTERN  OF  HUMAN  GASTRIC 

MUCOSA.   (E.)   Pace,  J.  L.  (Roy.  U. 
Malta  Oept.  Anat.,  Msida).  R.    C.    Rom.    Gastroenterol. 
3(0:9-13,  1971. 


See  also  number:   5't70 
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5633      ASPIRATION  BIOPSY  OF  THE  ESOPHAGUS. 

(Ger.)   Arendt,  R.  (Univ.  Med.  Clin., 
Rostock,  Germany)  and  F.  Hauzeur.  Dtsah.    Z. 
Vardau.    Stoffveahselhr.    30(5-6)  :3n -31 7,  1970. 

Blind  aspiration  biopsies  of  the  distal  esophagus, 
performed  on  220  patients  (59  men  and  I6l  women, 
aged  16-00  yr) ,  most  of  whom  had  gastrointestinal 
diseases,  gave  material  which  could  be  used  in 
histological  diagnosis  in  205  cases  (93%), 
Patients  ivith  a  tendency  to  bleed,  with  radiolo- 
gical evidence  of  esophageal  varices,  or  with 
clinical  findings  consistent  with  chronic  liver 
disease  were  excluded.   Failures  were  most  common 
among  patients  who  had  undergone  resection  of 
the  cardia  and  in  those  who  vomited  during  the 
procedure.   Reflux  of  gastric  juice  into  the 
esophagus  apparently  prevented  the  esophageal 
mucosa  from  being  aspirated,   Esophagitis,  which 
was  present  in  48  cases  (23%),  was  found  in 
patients  after  Billroth  II  operations  (17)  and 
in  those  with  duodenal  ulcers  (7),  functional 
epigastric  disorders  (7),  hiatus  hernia  (6), 
alcoholism  (5),  pyloric  insufficiency  and  stenotic 
antral  gastritis  [k) ,    stomach  ulcer  (1),  and 
esophageal  carcinoma  (l).   Heart  burn  was 
associated  with  severe,  but  not  with  mild, 
esophagi  t  i  s. 


563't      FURTHER  EXPERIENCE  '/ITH  DIRECT  VISION 
BRUSHING  CYTOLOGY  OF  MALIGNANT  TUMORS 
OF  UPPER  GASTROINTESTINAL  TRACT,   HISTOPATHOLOGIC 
CORRELATION  WITH  BIOPSY.   (E.)   Prolla,  J,  C, 
(U.  Chicago  Dept,  Med.,  Ml.),  Y,  Yoshii,  R.  G. 
Xavier  and  J.  B,  Kirsner,  Aata  Cytol.    (Baltimore) 
15(4):375-370,  1971, 

During  August  1968  to  September  1970  direct 
vision  brushing  cytology  was  performed  in  269 
patients  and  biopsy  in  209  patients  suspected  of 
having  upper  gastrointestinal  cancer.   A  positive 
cytodiagnosis  was  obtained  in  90.7%  of  5k   proven 
malignant  tumors.  Three  of  215  patients  with 
benign  conditions  were  falsely  positive.   Positive 
biopsy  results  were  obtained  in  8l.5%  of  53 
malignant  tumors.   In  the  50  cases  of  malignant 
tumors  of  the  upper  gastrointestinal  tract  in 
which  both  procedures  were  performed,  at  least 
one  was  positive  and  in  35  cases  both  were 
positive.   The  main  indication  for  the  direct 
vision  techniques  is  the  differential  diagnosis 
of  lesions  detected  by  previous  roentgenograph ic 
and  endoscopic  examinations.   More  than  15%  of 
malignant  gastric  lesions  constitute  a  large 
group  of  cancers  which  appear  benign  even  after 
endoscopic  examination.   Brushing  cytology  and 
biopsy  are  of  considerable  value  in  the  accurate 
detection  of  those  lesions  with  a  benign  gross 
appearance. 


Clin.,  Germany) , 
1971. 


Ahdom.   Surg.    1 3  (8)  :  I67-I 73, 


5635      THE  GASTRO-CAMERA 
(E.)  Wiendl  ,  H,  J, 


N  GASTRIC  DIAGNOSIS. 
(Tech.  U.  Munich 


A  report  of  1,017  examinations  with  the  gastro- 
camera  in  9^40  patients  with  various  gastro- 
intestinal diseases  within  the  last  't  yr  is  pre- 
sented.  Main  indications  for  examination  with 
the  gastrocamera  were:   cancer  diagnosis, 
especially  early  gastric  cancer;  differential 
diagnosis  between  ulcer  and  ulcerated  cancer; 
follow-up  studies  in  ulcers  treated  conservatively; 
gastrointestinal  bleeding;  diagnosis  in  resected 
stomacli;  judgement  and  follow-up  of  polyps;  and 
clearing  up  of  false  positive  x-ray  findings. 
Of  182  gastric  cancers  in  this  series,  \k   were 
early  gastric  cancer,  86%  of  which  were  diagnosed 
by  gastrocamera  as  compared  to  50%  diagnosed  by 
x-ray  studies.   Among  \7k   patients  in  which  an 
ulcer  or  ulcerated  cancer  had  been  proven  by 
histological  examination,  the  correct  diagnosis 
with  the  gastrocamera  was  possible  in  85%. 
Follow-up  of  ulcers  treated  conservatively  was 
better  with  a  gastrocamera  than  x-ray  studies, 
since  ulcer  shape  is  of  importance  in  the  healing 
process.   In  gastrointestinal  hemorrhage,  of  103 
bleeding  sources  within  the  stomach  98  were  seen 
with  the  gastrocamera,  whereas  x-rays  revealed 
only  60.   In  a  fairly  large  number  of  159  cases 
which  had  had  a  sure  x-ray  diagnosis  of  suspicion 
of  cancer,  the  gastrocamera  examination  did  not 
confirm  this  diagnosis.   The  selective  use  of 
the  gastrocamera  in  combination  with  x-ray 
examination  nay  represent  a  genuine  improvement 
of  the  diagnosis  routine,  particularly  of 
surgical  diseases  of  the  stomach. 


5636      TUBELESS  VAGOTOMY  AND  PYLOROPLASTY  AND 

THE  "GASTROGRAFIN  TEST".   (E.) 
Davies,  N.  P.  (Gen.  Ilosp.,  Birmingham,  England) 
and  J.  A,  Williams.  Am.    J.    5wr^, '  1 22(3) :368-370, 
1971. 

Of  105  patients  75  had  truncal  vagotomy  and 
pyloroplasty  and  23  had  selective  vagotomy  and 
pyloroplasty.   In  99  patients  gastric  emptying 
was  satisfactory  on  the  first  postoperative  day 
in  that  75%  of  the  administered  Gastrograf in  had 
left  the  stomach  in  1  hr.   Of  those  with  normal 
emptying,  7  patients  subsequently  had  gastro- 
intestinal complications:   ileus  ('1),  fatal 
aspiration  pneumonia,  gastric  gaseous  distension, 
and  traumatic  esophageal  rupture  during  vagotomy. 
In  2  of  6  patients  who  had  delayed  gastric 
emptying  there  were  no  untoward  symptoms  and  the 
patients  experienced  normal  thirst  with  no  nausea, 
Gastrografin  findings  were  ignored  and  these  2 
patients  werfe  given  fluids  orally  with  no 
subsequent  problems.   The  Gastrografin  test  is 
apparently  not  necessary  for  routine  management, 
does  not  necessarily  detect  complications 
(traumatic  tears),  and  may  have  inherent  dangers 
like  possibly  inducing  ileus  in  some  patients. 
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5637      DETECTION  OF  BACTERIAL  DECONJUGAT I  ON 

OF  BILE  SALTS  BY  A  CONVENIENT  BREATH- 
ANALYSIS  TfCHNIC.   (E.)   Sherr,  H.  P.  (Johns 
Hopkins  Hosp.,  Baltimore,  Md.),  Y.  Sasaki,  A. 
Newman,  J.  C.  Banwel 1 ,  H.  N.  Wagner,  Jr.  and 
T.  R.  Hendrix.  N.    Engl.    J.    Med.    285 ( 1 2) : 656-66i , 
1371. 

Following  oral  gl yci ne-1 -^'*C-chol ate  administration, 
^'*C02  specific  activity  of  expired  air  was 
measured  by  a  breath-analysis  technic  in  controls 
and  in  patients  with  steatorrhea,  ileal  resection 
or  bacterial  overgrowth  syndromes.   In  7  control 
subjects,  the  mean  total  i'*C02  excreted  in  the 
breath  was  2.2+0.601  of  the  administered  dose 
and  ^'*C-chol  ic  turnover  rates  were  normal  (range 
^t.lO  to  6,93  days).   Ten  patients  with  steatorrhea 
unrelated  to  abnormalities  of  bile  salt  metabolism 
had  a  similar  pattern  of  ^'*C02  excretion  and 
''*C-cholic  turnover  rate.   However,  7  patients  with 
ileal  resection  showed  an  early  rise  (18.8?^)  in 
l'*C02  output  and  a  rapid  fall  towards  control 
levels  within  6  hr.   The  mean  total  l'*C02  excre- 
tion was  31. '+±4.61  and  increased  l'*C-cholic  turnover 
rates  confirmed  that  bile  salt  malabsorption  was 
present.   Four  patients  with  bacterial  overgrowth 
in  the  small  intestine  had  l'*C02  excretion  curves 
simitar  to  those  seen  in  patients  with  ileal 
resection.   Elimination  of  bacterial  overgrowth 
with  antibiotics  or  surgical  fistula  repair 
returned  ^'*C02  excretion  levels  to  normal.   Hence, 
the  breath  test  will  detect  increased  bacterial 
deconjugat ion  of  bile  salts  and  effectively 
assess  the  antibiotic  management  of  bacterial 
overgrowth  syndromes. 


allowing  for  examination  of  the  normal  gross  and 
microanatomy  (by  biopsy)  of  the  terminal  ileum. 
Demonstrable  pathological  changes  were  revealed 
in  biopsies  taken  with  the  FCS  from  patients 
with  nonsclerosing  ileitis  and  "backwash  ileitis" 
due  to  extension  of  ulcerative  colitis. 


5639      IS  THERE  KVEIM  RESPONSIVENESS  IN 

CROHN'S  DISEASE?   (E.)   Siltzbach, 
L.  E.  (Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.), 
L.  0.  B.  D.  Vieira,  M,  Topilsky  and  H.  D. 
Janowitz.  Lanoet   2  (7725)  :C>3't-636,  1971. 

No  microscopically  positive  Kveim  reactions  were 
encountered  among  the  23  patients  with  Crohn's 
disease  with  either  the  sarcoid  spleen  J  test 
material  or  with  the  K  12  suspension.   Patients 
with  sarcoidosis  tested  concurrently  with  the 
same  2  test  materials  showed  positive  test 
results  in  83°=  and  87^  of  instances,  resp. 
Patients  with  nongranulomatous  disease  all 
exhibited  lack  of  responsiveness  to  the  2  sarcoid 
spleen  suspensions.  These  uniformly  negative 
results  are  not  in  accord  with  recent  reports 
of  frequent  positive  Kveim  reactions  in  patients 
with  Crohn's  disease.   Closer  scrutiny  of  the 
specificity  of  various  lots  of  Kveim  test 
■suspensions  now  in  use  may  be  required  to  explain 
the  discordant  results  of  Kveim  testing  in 
patients  with  Crohn's  disease.   Fortunately  the 
2  disorders,  sarcoidosis  and  Crohn's  disease, 
cannot  be  confused  clinically;  hence  the  Kveim 
test  can  still  be  employed  to  advantage  in  the 
specific  diatjnosis  of  active  sarcoidosis. 


5638      OBSERVATION  OF  THE  TERMINAL  ILEUM„ 

(E.)   Nagasako,  K.  (Tokyo  \/omen's  Med. 
Coll.),  C.  Yazawa  and  T.  Takemoto.  Endosaopii 
3(0:^5-51,  1971. 

Normal  and  pathological  conditions  of  the 
terminal  ileum  were  studied  endoscopical 1 y  in 
patients  using  a  flexible  fiber  colonoscope  (FCS). 
It  was  necessary  to  maintain  the  apical  flexibility 
at  the  ascending  colon  for  successful  insertion 
of  the  FCS  into  the  terminal  ileum.   Removal  of 
the  sigmoidal  loops  was  done  by  pulling  the  scope 
to  the  anal  side  when  the  tip  of  the  scope  was  at 
the  right  colon.  Three  types  of  configuration 
were  observed  at  the  transverse  colon:   convex 
configuration  without  a  loop,  concave  configura- 
tion at  the  middle  part  of  the  transverse  colon 
into  the  pelvic  cavity,  and  convex  configuration 
with  a  loop.  The  convex  configuration  seemed 
essential  for  the  FCS  to  be  inserted  successfully 
into  the  terminal  ileum.   Endoscopic  evaluation 
of  the  ileocecal  valve  allowed  classification 
into  labial,  papillary  and  intermediate  types 
which  could  shift  from  one  type  to  the  other 
within  the  same  subject.   Better  visualization 
of  the  intestine  was  accomplished  when  the  valve 
was  papillary  or  intermediate  than  when  the  valve 
was  in  the  labial  form.   The  tip  of  the  scope 
was  easily  passed  through  the  ileocecal  valve. 


56'tO      BREATH  TEST  FOR  ALTERED  BILE-ACID 
METABOLISM.   (E.)   Fromm,  H.  (Med. 
Sch.,  Hannover,  Germany)  and  A.  F.  Hofmann. 
Lancet   2(7725) :621-625,  1971. 

Increased  bacterial  deconjugat ion  of  bile  acids 
was  assessed  by  measuring  ^'*C02  specific  activity 
of  breath  samples  taken  at  intervals  after  a 
meal  containing  chol yl -glyci ne-1 -^"^C  (glycocholic 
acid).   All  5  patients  with  evidence  of  stasis 
and  bacterial  overgrowth  in  the  small  intestine 


showed  a  striking  early  increase 


"C02 


specific  activity,  all  patients  were  positive 
at  2  or  h   hr,  and  3  of  5  patients  were  positive 
at  both.   Seventeen  of  19  ileal  resection 
patients  with  severe  bile  acid  malabsorption  had 
a  similar  early  increase  in  ^'♦CO?  specific 
activity.   Measurement  of  fecal  ■''*C  after 
cholylglycine-1-^'*C  administration  distinguished 
completely  bacterial  overgrowth  from  bile  acid 
malabsorption  in  that  it  was  not  increased  in 
any  overgrowth  cases  but  was  increased  in  all 
malabsorption  cases,  and  it  allowed  detection 
of  bile  acid  malabsorption  in  the  5  patients 
who  had  negative  breath  tests  at  2  or  '4  hr, 
since  fecal  ^"^C  was  much  increased  in  these 
cases.   Positive  breath  tests  were  found  in  an 
additional  28  patients  with  ileal  disease, 
Billroth  II  gastrectomy  or  ileal  resection;  the 
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breath  test  was  negative  in  patients  with  hepatic 
cirrhosis,  hypogammaglobulinemia,  nontropical 
sprue,  and  idiopathic  diarrhea.   The  breath  test 
is  a  rapid,  tubeless  outpatient  procedure  for 
detecting  increased  deconjugat ion  of  bile  acids 
in  intestinal  disease. 


5641       A  SIMPLE  AND  RAPID  THIN-LAYER  CHROMATO- 
GRAPHIC METHOD  FOR  THE  ASSAY  OF 
INTESTINAL  D I SACCHAR I DASES.   (E.)   Lentze,  M.  (U. 
Munich  Dept.  Pediatr.,  Germany)  and  K.  Harms. 
Clin.    Chim.    Acta   33 (2) : 301 -307,  1971. 

Intestinal  mucosa  from  30  children  with  malabsorp- 
tion syndrome  was  analyzed  by  thin-layer 
chromatography  for  tissue  d i sacchar idases  using 
disaccharide  substrates  as  well  as  the  quantitative 
hexoki  nase-gl ucose-6-phosphate  dehydrogenase 
method.   Only  2  of  15  children  suffering  from 
nonspecific  diarrhea  did  not  show  structural 
abnormalities  of  the  mucosa,  and  5  cases  could 
not  be  measured  with  the  enzyme  method  as  samples 
were  too  small.   In  the  other  10  cases  the  thin- 
layer  chromatography  method  and  the  enzyme 
method  revealed  lowered  lactase  activity  or  no 
activity  at  all,   A  deficient  d i sacchar idase 
activity  caused  by  gl uten- i nduced  enteropathy 
was  found  in  all  cases.   The  thin-layer 
chromatographic  method,  which  took  less  time  (one- 
third)  and  was  more  sensitive  than  the  enzyme 
method,  is  suitable  for  the  clinical  examination 
of  all  hereditary  and  acquired  d i sacchar idase 
deficiencies  and  for  following  the  clinical  course 
of  gl uten- i nduced  enteropathy. 


Nugent,  F.  \/.  (Lahey  Clin.,  Boston,  Mass.)  and 
E.  R.  Hansen.  Lahey  Clin.  Found.  Bull.  20(3): 
85-88,  1971. 

Radioimmunoassay  for  the  detection  of  carcino- 
embryonic  antigen  was  performed  on  the  serum  of 
84  patients  each  of  whom  had  adequate  histologic 
and/or  clinical  follow-up.   Of  these,  40  had  a 
present  or  past  history  of  histologically  con- 
firmed cancer  of  the  colon,  and  this  was  known 
in  33  of  these  when  the  serum  was  drawn  for  assay. 
Of  these  33,  the  assay  was  positive  in  21, 
negative  in  12.   In  7  blood  was  withdrawn  after 
resection  of  the  colonic  cancer  (in  1  at  3  days 
after  and  in  the  rest  at  2  months  to  7  yr  after 
resection)  without  knowledge  of  residual  disease; 
the  assay  was  positive  in  5,  negative  in  2.   A 
positive  assay  was  found  in  all  4  patients 
with  pancreatic  cancer.   Positive  results  were 
also  obtained  in  the  single  patient  with 
carcinoma  of  the  esophagus,  in  all  of  3  with 
cancer  of  the  bile  ducts,  and  in  the  single 
patient  with  gastric  cancer,  while  a  negative 
result  was  obtained  in  the  single  patient  with 
duodenal  cancer.   The  assay  was  negative  in 
patients  with  adenomatous  polyps  of  the  colon 
(3)  and  duodenum  (1).   In  nonmal ignant  patients, 
positive  results  were  found  in  2  with  nontropical 
sprue  and  1  each  with  alcoholic  pancreatitis, 
nonalcoholic  pancreatitis,  Crohn's  disease  and 
nonspecific  colitis,  while  negative  results  were 
found  in  3  with  Crohn's  disease  and  1  each  with 
diverticulitis,  ulcerative  proctitis  and  uremia, 
granulomatous  pericholangitis,  active  marginal 
peptic  ulcer  and  active  duodenal  ulcer. 


5642      ADVANCES  IN  THE  DIAGNOSIS  OF  ANAL  AND 

RECTAL  ATRESIA  RY  ULTRASONIC-ECHO 
EXAMINATION.   (E.)   Willital,  G.  H.  (U.  Erlangen- 
Nuremberg  Dept.  Surg.,  Germany).  J.    Pediatr, 
Surg.    6(4):454-457,  1971. 

An  ultrasonic-echo  examination  for  determining 
the  site  of  the  blind-ending  rectum  in  anorectal 
anomalies  has  been  used  successfully  in  8  cases. 
Accurate  diagnosis  of  the  site  of  atresia  in 
anorectal  anomalies  is  important  for  surgery 
since  in  6-101  of  cases  of  this  type  the  exact 
location  of  the  colon  could  not  be  determined  by 
existing  methods.   Investigation  was  indicated  in 
those  cases  where  fistula  from  the  blind-ending 
rectum  could  not  be  demonstrated.   The  Krautkramer 
echoencephal ograph  and  the  Metrix  ultrasonic 
apparatus  were  used  with  the  sedated,  small  patient 
in  the  Steinschnitt  position.   Exact  agreement 
was  found  between  the  anal  agenesis  echo  and  the 
level  of  the  rectal  atresia  later  determined  at 
autopsy.   X-ray  examination  of  the  rectum  by  two 
x-ray  techniques  compared  favorably  with  the 
ultrasonic  findings. 


5644      COLONOFIBEROSCOPY.   (E.)   Wolff,  W.  I. 
(Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.) 
and  H.  Shinya.  JAIiA    21  7  ( 1  1 )  :  1  509- 1  51  2,  1971. 

Colonof i beroscopy  was  performed  in  125  patients, 
most  of  whom  were  referred  because  of  definite 
or  suspicious  barium  enema  abnormalities,  using 
2  types  of  flexible  colonoscope  between  May  and 
September  1970.   Full  insertion  of  the  shorter 
colonoscope  (or  to  a  point  of  obstruction)  was 
achieved  in  95o  of  the  patients.   Biopsy  specimens 
were  nlv;ays  obtainable  vjithout  difficulty. 
The  most  prominent  findings  were  benign  polyp  in 
43  patients,  carcinoma  in  24,  di vert iculos i s 
in  11  and  no  endoscopic  disease  in  15.   Biopsies 
wore  taken  below  and  including  the  lower  sigmoid 
(within  the  range  of  the  conventional  rigid 
sigmoidoscope)  in  13  patients  and  above  this 
level  up  to  the  ascending  colon  in  35  patients. 
Biopsies  revealed  no  false  positives  and  few 
false  negatives.   Colonof i beroscopy  was  more 
accurate  than  barium  enema  in  malting  the  diagnosis, 
occasionally  providing  information  making 
surgical  exploration  unnecessary.   Pedunculated 
polvps  were  successfully  removed  in  some  cases 
via  this  instrument. 


5643      RAD  10- IMMUNOASSAY  OF  CARC I NOEMBRYON I C 

ANTIGEN  AS  A  DIAGNOSTIC  TEST  FOR  CANCER 
OF  THE  COLON:   A  PRELIMINARY  REPORT.   (E.) 


5645 


SELECTIVE  ARTERIOGRAPHY  IN  CANCER  OF 
THE  PANCREAS  AT  A  RESECTABLE  STAGE. 
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(E.)   Suzuki,  T.  (Kyoto  U.  Med.  Sch.,  Japan),  K. 
Kawabe,  A.  Nakayasu,  H.  Takeda,  K.  Kobayashi,  II. 
Kubota  and  I.  Honjo.  An.    ,^  Surg.     1 22  (3)  : '102-407 , 
1971. 

Seventeen  patients  with  cancer  of  the  pancreas 
on  whom  selective  upper  abdominal  arteriography 
was  successfully  performed  before  they  underwent 
resection  l^y  pancreatoduodenectomy  or  distal 
pancreatectomy  are  reported.   Except  for  cancer 
of  tlie  ampulla  of  Vater,  arteriography  was  of 
value  in  demonstrating  comparatively  small  lesions 
of  tlie  head  and  the  body  of  the  pancreas.   The 
smallest  tumor  in  which  percutaneous  selective 
arteriography  confirmed  the  diagnosis  accurately 
was  3.5  by  3.0  cm  in  these  patients.   Further 
investigation  vvith  supei — selective  arter  iograpliy 
during  operation  or  arteriography  of  the  resected 
specimen  demonstrated  pathologic  patterns  in 
arteries  supplying  lesions  less  than  3  cm  in 
diameter.   The  radical  resection  of  cancer  of 
the  body  and  tail  of  the  pancreas  seemed  extremely 
difficult,  even  if  vascular  invasion  was  confined 
to  the  i ntrapancreat ic  arteries.   Tumor  stain 
was  shown  by  percutaneous  arteriography  only  in 
cases  of  cystoadenocarc i noma . 


5646      PANCREATIC  FUIJCTION  TESTS:   COMPARISON 

OF  STANDARD  AND  AUGMENTED  SECRETIN. 
(E.)   Hansky,  J.  (Monash  U.  Dept .  Med.,  Melbourne, 
Australia).  Au!^t.    NZJ.    Med.     I  (2)  :  1  0^-1  1  3  ,  1971. 

Standard  and  augmented  secretin  tests  were  com- 
pared for  tlie  diagnosis  of  pancreatic  exocrine 
disease  in  patients  with  clironic  pancreatitis, 
carcinoma  of  the  head  of  the  pancreas  and 
calculous  obstructive  jaundice  and  cirrhosis. 
Although  all  parameters  of  pancreatic  secretion 
were  lower  in  chronic  pancreatitis  and  carcinoma 
of  the  pancreas  compared  with  controls  following 
a  standard  secretin  test  (l  U/kg  secretin), 
7  of  30  patients  with  chronic  pancreatitis  had 
a  normal  peak  bicarbonate  concentration  and 
II  of  30  patients  had  normal  bicarbonate  out- 
puts.  Following  augmented  secretin  tests 
(2-3  U/kg)  also,  all  parameters  of  pancreatic 
secretion  were  lower  in  chronic  pancreatitis 
and  pancreatic  carcinoma.   Of  36  patients  with 
chronic  pancreatitis  only  k   had  normal  peak 
bicarbonate  output,  giving  diagnostic  errors 
of  II  and  5.6^,  resp.   However,  4  of  6  normal 
patients  had  low  peak  bicarbonate  concentration. 
One  of  5  patients  with  carcinoma  of  the  pancreas 
had  normal  parameters  of  pancreatic  secretion 
in  response  to  the  augmented  dose,  whereas  6 
of  7  patients  tested  with  a  standard  secretin 
dose  had  normal  pancreatic  function.   Augmented 
secretin  correctly  diagnoses  chronic  pancreatitis 
more  frequently  than  a  standard  test  but  at  the 
expense  of  incorrectly  indicating  chronic 
pancreatitis  when  this  is  not  present. 


5647 


POSITIVE  SCI  NT  I  PHOTOGRAPHY  OF  CANCER 
OF  THE  LIVER  WITH  Ga^^  CITRATE.   (E.) 


Suzuki,  T.  (Kyoto  U.  Med.  Sch.,  Japan),  I.  Honjo, 
K.  Hamamoto,  T.  Kousaka  and  K.  Torizuka.  Am.    J. 

Roentqenol.    Tiadium  Ther.    llual.    tied.    113(0:92-103, 
1971." 

The  clinical  usefulness  of  sci nt i photography 
with  ^^Ga  citrate  for  the  detection  of  cancer 
of  the  liver  was  evaluated  and  compared  with 
studies  by  selective  hepatic  arteriography  in  25 
patients  ivith  histologically  proven  liver  cancer. 
Of  all  25  cases,  5  showed  increased  uptake  of 
^■'Ga  in  the  tumor  [k   hepatomas,  1  cholangioma, 
k   metastatic  cancers);  6  showed  decreased  uptake 
(all  metastatic  cancers);  and  6  were  "undetermined' 
(2  hepatomas,  't  metastatic  cancers).   In  3 
successfully  treated  metastatic  cancers,  ^^Ga 
citrate  in  the  lesions  showed  decreased  activity. 
There  was  a  good  correlation  between  uptake  of 
^^Ga  citrate  in  the  tumor  and  its  vascularity 
observed  by  arteriography.   Liver  cancer  was 
visualized  in  13  of  25  cases  (52^)  with  the  ^^Ga 
citrate  scintigraphy  alone,  while  with  ■'■^°Au 
colloid  alone  17  of  24  cases  {lO%)   were 
accurately  demonstrated.   While  evaluation  with 
^"^"Au  colloid  and  ^^Ga  citrate  sc  i  nt  iphotography 
in  combination  enabled  the  correct  diagnosis  in 
18  of  25  cases  (72^),  OU  (l8  of  22)  of  the 
lesions  could  be  detected  by  arteriography  alone. 
In  23  of  the  25  cases,  (92^),  a  correct  diagnosis 
could  be  made  usinn  these  3  methods. 


5648      a-FETOPROTEIN  IN  HUMAN  HEPATOMA: 
IMPROVED  DETECTION  IN  SERUM,  AND 
QUANTITATIVE  STUDIES  USING  A  NEW  SENSITIVE 
TECHNinUE.   (E.)   Alpert,  E.  (Massachusetts  Gen. 
Hosp.,  Boston),  R.  Hershberg,  P.  H.  Schur  and 
K.  J.  Isselbacher.  Gastroenterologii   61 (2) : 
137-143,  1971. 

a-Fetoprote i n  was  detected  in  serum  by  double 
immunodiffusion  in  agar  gel  in  59  of  117 
patients  (50.5°0  with  primary  hepatocellular 
carcinoma.   Using  the  counterimmunoelect ropliores i s 
method  71.2!'5  of  the  120  patients  with  hepato- 
cellular malignancy  were  a-fetoprotei n  positive. 
There  was  a  significant  ethnic  variation  in  that 
51.2?^  of  41  Caucasian  patients  with  hepatoma 
from  the  U.S.  were  a-fetoprote i n  positive, 
whereas  84.3?$  of  the  64  non-Caucasians  from  the 
U.S.,  Uganda  and  Taiwan  were  positive.   Age  and 
sex  apparently  had  little  effect  on  the  incidence 
of  a-fetoprote i n  appearance.   The  a-f etoprotein 
positive  tumors,  as  a  group,  were  significantly 
larger  and  less  differentiated.   Several  a-feto- 
protein  negative  patients  had  unusually  long 
survival  times,  but  the  number  of  survivors  was 
too  small  at  any  point  to  be  significant. 
These  differences  were  not  apparent  in  any 
individual  case.   Although  the  quantitative  level 
of  a-fetoprotein  varied  widely  and  was  of  no 
clinical  or  prognostic  significance,  the  level 
tended  to  generally  stabilize  with  time  and  may 
prove  valuable  in  assessing  therapy. 
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5(>l^3  SPLENO-PORTOGRAPHY  IN  THE  RAT.   (E.) 

McLachlan,  M.  S.  F.  (Welsh  Natl.  Sch. 
Med.,  Cardiff),  L.  H.  Blumgart  and  E.  E.  Roberts. 
Br.    J.   Radiol.    '(4 (52'i)  :631 -635 ,  1971. 

In  40  male  rats,  the  spleen  was  moved  to  a  s.c. 
position  by  opening  the  abdomen  at  the  midline 
making  a  small  muscle  split  in  the  left  flank 
and  passing  the  spleen  through.   This  isolated 
the  vascular  pedicle  of  the  spleen  from  the  main 
site  of  healing.   Spl eno-portography  was  then 
performed  by  inserting  a  size  21  needle  per- 
cutaneously  into  the  pulp  of  the  transposed 
spleen.   Injection  of  0.5  ml  methyl g I ucami ne 
diatrizoate  was  used  to  check  proper  needle  posi- 
tion.  No  animal  showed  anastomoses  prior  to  10 
days,  the  main  time  of  demonstration  was  21  days 
and  all  rats  demonstrated  veins.   Almost  all  veins 
run  from  the  convexity  of  the  spleen  and  were 
fairly  constant  in  position.   The  technique  used 
suggested  that  venous  development  may  be  initiated 
by  previous  splenic  puncture.   Size  of  the  veins 
was  unrelated  to  frequency  of  examination. 


Angiography  was  found  useful  in  establishing  a 
diagnosis  in  20  patients  with  carcinoma  of  the 
biliary  tract.   Data  confirm  the  impression  that 
cholangioma  (hepatic  duct  carcinoma)  can  generally 
be  differentiated  from  hepatoma.   The  primary 
angiographic  abnormality  was  serrated  arterial 
encasement  with  the  larger  tumors  having  a 
moderate  number  of  tumor  vessels  and  some  degree 
of  contrast  media  accumulation  while  in  the 
smaller  tumors  these  characteristics  were  not  as 
well  defined.   Invasion  of  large  veins  particularly 
the  portal  and  hepatic  veins  is  a  common  feature 
of  hepatoma  but  not  of  cholangioma.   The  finding 
of  an  abruptly  angulated  cystic  artery  is  good 
evidence  of  gallbladder  carcinoma  prior  to 
invasion  of  the  bile  duct.   Differentiation  of 
cholangioma  from  poorly  vascularized  liver 
metastasis  is  difficult,  although  metastases 
generally  tend  to  displace  the  hepatic  artery 
branches  more  than  chol ang iomas .   It  was  suggested 
that  angiography  should  be  a  central  part  of  the 
radiological  evaluation  of  patients  with 
obstructive  jaundice. 


5650      CHOLANGIOGRAPHIC  FINDINGS  IN  CHOLANGIO- 

LITIC  HEPATITIS.   (E.)   Legge,  D.  A. 
(U.  Minnesota  Mayo  Grad.  Sch.  Med.,  Rochester), 
H.  C.  Carlson,  E.  R.  Dickson  and  J.  Ludwig.  Am. 

J.   Roentgenol.   Radium  Ther.    Pluol.   Med.    113(1): 
16-20,  1971. 

Direct  cholangiography  was  utilized  to  distinguish 
patients  with  chol ang iol i t ic  hepatitis  from  those 
with  extrahepatic  obstruction.   All  cases  of 
chol angiol i tic  hepatitis  at  the  Mayo  Clinic 
between  1965  and  1 969  were  reviewed.   Direct 
cholangiography  was  performed  either  at  operation 
or  by  injection  of  contrast  medium  into  a  T-tube 
in  the  common  bile  duct.   Direct  chol ang iograms 
on  10  cases  of  chol ang iol i t ic  hepatitis  showed 
normal  intra-  and  extrahepatic  chol ang iograms  in 
2  cases,  and  diffuse  narrowing  of  the  intrahepatic 
bile  ducts  in  8  cases.   One  normal  chol ang iogram 
characterized  by  filling  defects  due  to  inspissated 
bile  was  found  among  the  8  cases  with  positive 
roentgenologic  findings.   Positive  chol ang iograms 
indicate  advanced  hepatic  disease  but  negative 
chol angiograms  do  not  help  rule  out  chol ang iol i t ic 
hepatitis.   Extrahepatic  bile  ducts  are  not 
involved  in  chol ang iol i t i c  hepatitis  and  the 
origin  of  the  lesions  causing  abnormal  intra- 
hepatic cholang iograms  is  not  known.   The  number 
of  histologically  identifiable  interlobular  ducts 
decreased  both  with  normal  and  abnormal  cholangio- 
grams.   Roentgenograph i c  changes  in  chol ang iol i t i c 
hepatitis  usually  can  be  distinguished  from 
sclerosing  cholangitis  and  carcinoma  of  the  bile 
ducts . 


5652 


STUDIES  ON  LIVER  FUNCTION  TEST  WITI 


131 


BSP  MONO  IODIDE  AND  SCINTICAMERA. 


(E.)   Torizuka,  K.  (Kyoto  U.  Sch.  Med.,  Japan), 
K.  Hamamoto,  R.  Morita,  T.  Mukai,  T.  Kousaka,  K. 
I  to,  J,  Nakagawa  and  C.  Minaguchi.  Am.    J. 

Roentgenol.   Radium  Ther.    Nual,   Med.    113(1): 
'♦l-'t9',  1971. 

The  useful Iness  of     I  BSP  monoiodide  in 
testing  liver  and  gallbladder  function  with 
scinticamera,  multichannel  pulse  height  analyzer 
and  digitizing  magnetic  tape  recorder  vjas  studied 
in  10  normal  subjects  and  '(2  patients  with  various 
liver  and  gallbladder  diseases.   Time-lapse  serial 
pictures  exposed  at  2-  and  3-min  intervals  showed 
the  chronologic  changes  in  the  distribution  of 
^^■'1  BSP  in  the  liver,  gallbladder  and  intestine 
as  well  as  visualization  of  space-occupying  lesions 
in  the  liver.   Ten  minutes  after  the  administration 
of  13^1  BSP  monoiodide  (150  uC  i.v.)  blood  was 
drawn  and  the  serum  percent  retention  of  131) 
BSP  was  estimated  from  the  ^^M  BSP  serum  con- 
centration; total  serum  volume  was  obtained 
from  the  body  weight  and  height.   Scintigraphy 
was  performed  after  30-60  min.  The  30  min 
percent  retention  of  131 |  ggp  |p  serum  was 
2.k-5.]%    in  normal  patients,  3.0-10.61  in 
patients  with  chronic  hepatitis,  2.5-8.7^  in 
patients  with  cholelithiasis,  6.2-11.1^  in  liver 
tumor  patients,  8.5-32.01  in  patients  with 
cirrhosis,  and  f>0%    in  patients  with  extrahepatic 
obstructive  jaundice.   This  procedure  appears 
helpfyl  in  liver  visualization  and  determination 
of  1 i ver  funct  ion . 


5651 


ANGIOGRAPHY  IN  CARCINOMA  OF  THE  BILIARY 


TRACT.  (E.)   Reuter,  S.  R.  (U. 

California  Dept.  Radiol.,  San  Diego),  H.  C. 

Redman  and  J.  J.  Bookstein.  Br.    J.    Radiol. 

kk{52h):63(>-eh\,  1971. 


5653      CHOLECYSTADENOMA  AND  THE  USE  OF 

CHOLECYSTOKININ.   (E.)   Frenkel ,  L.  D. 
(New  York  Hosp.,  N.  Y,),  N.  B.  Javitt  and  C.  K. 
McSherry.  J.    Pediatr.    79 (3)  :468-'t70,  1971. 
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Cholecystokinin  was  used  to  stimulate  the  non- 
characteristic  pain  of  gallbladder  disease  in  a 
15-yr-old  girl.   Four  injections  consisting  of 
3  injections  of  isotonic  saline  and  1  of  25  Ivy 
dog  U  of  cholecystokinin  were  used.   The 
cholecystokinin  invoked  pain  that  was  identical 
in  character  and  duration  to  that  ^^/hich  prompted 
admission.   A  small  adenoma  was  removed  surgically. 
It  was  concluded  that  this  hormone  may  be  used 
in  the  diagnosis  of  gallbladder  disease  and  in 
distinguishing  a  population  that  will  benefit 
from  cholecystectomy. 


5654      SERUM  a-FETOPROTEIN  IN  HEPATOMA 

PATIENTS  AFTER  LIVER  TRANSPLANTATION. 
(E.)   Alpert,  E.  (Massachusetts  Gen.  Hosp., 
Boston),  T.  E.  Starzl,  P.  H.  Schur  and  E.  J. 
Isselbacher.  Gastroenterology   61  (2)  :  l't'4-l'»8, 
1971. 

Changes  in  the  serum  a-1 -fetoprote i n  (AFP)  levels 
were  determined  in  5  patients  with  hepatoma  after 
autologous  liver  transplantation  to  study  the 
value  of  AFP  in  predicting  tumor  recurrence. 
While  AFP  levels  were  unaffected  by  immuno- 
suppressive therapy,  acute  or  chronic  transplant 
rejection,  or  intercurrent  rejections,  they  did 
correlate  with  tumor  growth  rate.   In  3  patients 
slow  growing  residual  tumor  was  indicated  by  low 
postoperative  AFP  levels,  whereas  in  another, 
elevated  serum  AFP  levels  accompanied  rapid 
tumor  growth.   No  AFP  could  be  measured  in  the 
other  patient  who  continues  to  be  symptom^^ree 
after  9  months.   Serum  AFP  levels  are  seemingly 
helpful  in  determining  the  presence  or  absence 
of  residual  or  recurring  tumor  following  liver 
transplantat  ion. 


5655 


THE  DETERMINATION  OF  URINARY  6-OXYGENATED 
CORTISOL  IN  EVALUATING  LIVER  FUNCTION. 
(E.)   Chamberlain,  J.  (Searle  Sci.  Serv. ,  High 
Wycombe,  England).  Clin.    Clivm.    Acta   3^*  (2)  :  269-271  , 
1971. 

Urinary  66-hydroxycort i sol  levels  were  assayed 
in  10  normal  male  subjects  and  the  usefulness  of 
the  assay  in  evaluating  liver  function  in  workers 
exposed  to  various  chemicals  was  reviewed.   The 
mean  excretion  of  6s-hydroxycort i sol  was  255 
yg/2't  hr.   To  make  the  assay  applicable  to  spot 
urine  samples,  this  was  related  to  the  A-ring 
reduced  metabolites  in  the  same  urine  sample 
which  was  found  to  be  30.7  ug  6-oxysteroid/mg 
reduced  steroid.   Workers  exposed  to  endrin 
showed  significantly  higher  levels  of  6-hydroxyla- 
tion  (91.0  ug/mg)  than  those  in  a  control  group 
(31.3  ug/mg)  or  those  exposed  to  dieldrin  and 
aldrin  (30.3  yg/mg)  Indicating  the  usefulness  of 
the  assay. 


5656      CATHETERIZATION  OF  THE  UMRILICAL  VEIN 

AND  ITS  USE  FOR  HEPATOGRAPHY.   (E.) 
Man,  B.  (Meir  Hosp.,  Kfar  Sava,  Israel),  L.  Kraus 


and  S.  Pikielny.  Clin.    Radiol.    22  (3) :350-360, 
1971. 

Experiences  in  k(^    umbilical  vein  catheterizations, 
which  were  performed  chiefly  for  hepatography, 
chemotherapy  and  for  anatomic  study,  were 
reported.   The  collapsed  umbilical  vein  was 
exposed,  dilated  and  catheter ized.   In  the  angio- 
graphic phase  of  roentgen  examination,  the 
branches  of  the  portal  venous  system  was  demon- 
strated in  detail.   In  the  second  hepatographic 
phase,  the  contrast  medium  was  demonstrated  in 
the  sinusoids,  and  homogenous  liver  parenchyma 
was  delineated.   Tumors  or  metastases  were 
clearly  visualized  in  the  vascular  phase,  as 
distortion  and  dislocation  of  the  portal  branches, 
and  as  defects  in  the  homogenous  parenchyma  in 
the  hepatographic  phase.   Of  17  cases  with  liver 
metastases  16  were  detected  by  hepatography; 
while  among  19  cases  with  normal  livers,  one 
hepatogram  was  suggestive  of  metastases.   In  10 
cases,  5-f luorouraci 1  was  infused  through  the 
umbilical  vein  for  treatment  of  metastases  or 
primary  liver  tumors,  resulting  in  hepatograph i - 
cal ly-demonstrable  liver  size  reduction,  metastases 
reduction,  and  peripheral  necrosis  of  metastases. 


5657      DETECTION  OF  AUSTRALIA  ANTIGEN  IN 

VARIOUS  FRACTIONS  OF  FROZEN  BLOOD. 
(E.)   Werch,  J.  (Baylor  Coll.  Med.,  Houston, 
Tex.),  R.  E.  Gray,  T.  Hersh  and  J.  L.  Melnick. 
JAMA   2l8(l):93-9'<,  1971. 

Seven  of  28  Australia  antigen  positive  donor 
bloods  were  prepared  for  freezing  by  the  high 
glycerol  slow-freezing  technique.   The  post-thawing 
samples  were  taken  for  detection  of  Australia 
antigen  by  discontinuous  counter immunoelectrophores i s 
Australia  antigen  was  recovered  from  the  initial 
post-thawing  wash  solution  in  5  of  7  units  tested. 
Only  1  of  the  7  units  of  frozen  blood  had 
Australia  antigen  detected  in  both  the  saline 
supernatant  of  the  packed  cell  unit  and  in  the 
red  blood  eel 1-hemol ysate.  Thus,  in  only  1  of  7 
samples  was  the  antigen  detected  in  that  portion 
of  frozen  blood  which  is  given  to  the  recipient. 
The  serum  samples  of  this  patient  had  the 
highest  titers  to  Australia  antigen  by  complement- 
fixation.   The  above  may  account  for  the 
observation  that  clinical  posttransfusion 
hepatitis  has  not  occurred  after  administration 
of  frozen  blood. 


5658      ARYLAMIDASE  AND  ITS  ISOENZYMES  IN 

DISEASES  OF  THE  LIVER  AND  PANCREAS. 
(Ger.)   Schlaeger,  R.  (Univ.  Med.  Clin., 
Gottingen,  Germany)  and  R.  Kattermann.  Clin. 
Chim.    'Acta   33(l):13-19,  '971. 

In  preliminary  experiments  it  was  established 
that  there  is  a  good  correlation  between  the 
arylamidase  assay  using  L-1  eucine-'i-n  i  t  roani  1  ide 
as  substrate  and  that  using  L-al an i ne-6-naphthy I - 
amide  as  substrate,  suggesting  that  there  is  no 
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need  for  replacing  the  former  with  the  latter. 
A  total  of  210  sera  from  102  patients  with 
pancreas,  liver  and  other  diseases  and  kO 
healthy  controls  were  tested  for  the  presence  of 
arylamidase  isoenzyme  2,  alkaline  phosphatase, 
a-amylase  and  L-l  euc  i  ne-'t-ni  troan  i  1  ide  hydrolase 
(lap)  activity.   Contrary  to  other  reports,  iso- 
enzyme 2  was  not  found  to  be  specific  for  acute 
pancreatitis.   It  was  present  in  only  12  out  of 
20  patients  with  acute,  none  out  of  'i  with  chronic 
pancreatitis  and  in  2  out  of  5  with  pancreatic 
neoplasms.   It  was  also  present  in  11  out  of  22 
patients  with  liver  disease,  in  10  out  of  11 
with  cholestasis,  5  out  of  5  with  liver  neoplasms 
and  15  out  of  35  with  other  diseases.   It  was  not 
found  in  any  of  the  control  sera.   In  23%   of  sera 
without  isoenzyme  2  the  total  arylamidase  activity 
was  elevated  while  22^  of  sera  with  isoenzyme  2 
showed  low  arylamidase  activity  suggesting  a  low 
correlation  between  the  two.   It  is  concluded 
that  the  presence  of  arylamidase  isoenzyme  2  is 
more  indicative  of  bile  duct  obstruction  than 
pancreatitis.   Separation  of  arylamidase  into 
isoenzymes  does  not  seem  warranted  for  diagnosis 
of  pancreatitis. 


5653      GRANULOMATOUS  HEPATITIS  OF  OBSCURE 

AETIOLOGY.   DIAGNOSTIC  CONTRIBUTION  OF 
KVEIM  TESTING  AND  ANTI -TUBERCULOUS  THERAPY. 
(E.)   Fitzgerlad,  M.  X.  (St.  Vincent's  Hosp.  , 
Dublin,  Ireland),  0.  Fitzgerald  and  R.  P.  Towers. 
Q.   J.   Med.    '40(159)  :371-383,  1971. 

The  value  of  the  Kveim  test  and  tlierapeutic  trials 
of  ant i tuberculous  therapy  in  5  cases  of  idiopathic 
granulomatous  hepatitis  which  posed  major  diag- 
nostic problems  are  presented.   Two  of  the 
patients  had  positive  Kveim  tests  although  neither 
showed  clinical  signs  consistent  with  sarcoidosis 
and  the  lymph  node  histology  of  one  of  these 
patients  was  negative  for  sarcoid  granulomas. 
The  Kveim  test  may  represent  abnormal  host 
reactivity  which  is  common  to  a  number  of  conditions 
in  which  cross-reacting  antigens  occur:   sarcoidosis, 
Crohn's  disease,  normal  subjects  failing  to  con- 
vert tuberculin  after  BCG  i nnocu 1  at  ion ,  and  some 
idiopathic  granulomatous  hepatitis.   Although 
tubercle  bacilli  were  not  isolated  the  3  other 
patients  received  ant i tuberculous  therapy  on  the 
basis  of  clinical  history  and,  in  2  cases,  a  good 
response  was  obtained.   In  1  patient  with 
brucellosis  a  trial  of  ant i tubercul ous  therapy 
probably  masked  symptoms. 


5660      COMBINED  GASTROINTESTINAL  AND  GALL- 
BLADDER ROENTGENOGRAMS  USING  FAT  ADDED 
TO  BARIUM  MEALS.   (E.)   Bilbrey,  R.  L.  (U. 
Tennessee  Mem.  Res.  Ctr.  Hosp.,  Knoxville)  and  E. 
Buonocore.  Am.    J.    Roentgenol.    Radium  Ther.    llual. 
Med.    113(0:29-33,  1971. 

Fat  (cooking  oil)  was  added  to  barium  meals  in  111 
patients  in  an  attempt  to  achieve  contraction  of 
the  gallbladder  and  improve  visualization  of  the 


gallbladder  and  biliary  collecting  system 
simultaneously  with  upper  gastrointestinal 
studies.   Eleven  patients  in  whom  the  gallbladder 
was  not  visualized  were  dropped  from  the  study. 
In  none  of  the  100  remaining  patients  was  the 
common  bile  duct  seen  on  routine  gallbladder 
roentgenograms.   In  9  patients,  the  common  duct 
was  opacified  on  the  gastrointestinal  radiograms. 
The  cystic  duct  was  opacified  and  visualized  in 
k\    patients  after  the  fat-barium  ingestion 
(versus  3  before).   In  10  additional  patients  the 
cystic  duct  was  visualized  only  on  delayed 
roentgenograms.   Visualization  of  the  neck  of 
the  gallbladder  was  accomplished  in  59  patients 
(versus  (i   with  scout  roentgenograms).   This 
method  seems  to  be  effective  in  increasing  the 
visualization  of  biliary  structures  with 
simultaneous  gastrointestinal  studies  without 
adversely  affecting  the  gastrointestinal  examina- 
tion. 


5661       INSTILLATION  OF  ACID  INTO  THE  ESOPHAGUS 

IN  THE  DIAGNOSIS  OF  HEARTBURN  IN 
PREGNANCY.   (Sp.)   de  la  Revilla,  L.,  R. 
Martin-Vivaldi,  J.  L.  Ventin  and  L.  Hernandez. 
Rev.    Esp.    Enferm.    Apar.    Dig.    3't  (6)  :6'(7-656,  1971. 


5662      THE  PRESENT  STATE  OF  ESOPHAGOGASTRIC 

ENDOSCOPY.   THE  FIBEROSCOPIC  ERA. 
(Fr.)   Housset,  P.  (Bichat  Hosp.,  Paris),  G. 
Perreau  and  J.  Richard.  Gaz.    Med.    Fr.    78(lO): 
1525-1539,  1971. 


5663      THE  ROENTGEN  DIAGNOSIS  OF  VARICOSE 
VEINS  OF  THE  ESOPHAGUS  AND  STOMACH. 
(Rus.)   Levit,  T.  S.  Vestn.    Rentgol.    Radiol. 
'46(l):31-37,  1971. 


5664      ROENTGENOLOGIC  AND  GASTROCAMERA 

CORRELATION  IN  LESIONS  OF  THE  STOMACH. 
(E.)   nines,  '/.  B.,  Jr.,  R.  M.  Kerr,  I.  Meschan 
(Bowman  Gray  Sch.  Med.,  Ui nston-Salem,  N.  C.) 
and  J.  F.  Martin.  Am.    J.    Roentgenol.    Radium 
Ther.    Nual.   Med.    1 13(1 ): 129-1 33,  1971. 


5665      CLEAR  CELL  CARCINOMA  OF  THE  KIDNEY 

SIMULATING  AN  INTRAMURAL  GASTRIC  TUMOUR. 
(E.)   Greendyke,  \;.  II.  (A510  USAF  Hosp.,  Luke 
AFB,  Ariz.),  D.  L.  Resnick  and  P.  F.  Schel 1  hammer. 
Clin.    Radiol.    22(2)  :222-22'4,  1971. 


5666  THE  ROLE  OF  CYTOLOGIC  INVESTIGATION  IN 
THE  DIFFERENTIAL  DIAGNOSIS  OF  CANCER 

AND  CERTAIN  GASTRIC  DISEASES.   (Rus.)   Kloukina, 
L.  B.  Lab.    Delo    (A):219-223,  1971. 

5667  ON  EVALUATING  UPPER  GASTROINTESTINAL 
SYMPTOMS  BY  PROVOCATIVE  STUDY.   (E.) 

Dreyfuss,  J.  R.  (Harvard  Med.  Sch.,  Boston,  Mass.), 
Radiol.    Clin.    North  Am.    9(l):15-22,  I97I. 
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5668      ACCURACY  AtlD  VALUE  OF  GASTRIC  SCINTI- 
GRAPHY \;iTU  99m  TECHNETIUM.   (E.) 
Locher,  J.  (U.  Rasel  Div,  Nucl.  Med,),  R. 
Fridrich  and  G.  Engelhart.  S.   Afr,    Cancer  Bull. 
15(0:19-32,  1971. 


GASTROSCOPIC  FINDINGS  OF  THE  DEPRESSED  TYPE  DY 
GASTRIC  RIOPSY.   (Jap.)   Kuramata,  H.  (Kanagawa 
Seijin  Ryo  Ctr.,  Yokohama,  Japan),  S.  Eto  and  S, 
Unayama.  Stomach  Intent.     (Tokuo)    6(3) :299-310, 
1971. 


5669      CASES  ERRONEOUSLY  DIAGNOSED  AS  EARLY 

GASTRIC  CANCER  ARE  DESCRIRED  WITH  A 
FEW  PERSONAL  VIEWS  REGARDING  THEIR  ENDOSCOPIC 
DIAGNOSIS.   (Jap.)   Sal,  S.  (Showa  U.  Sch.  Med., 
Tokyo),  H.  Sata  and  T.  Usui.  Stomach  Intest. 
(Tokyo)   6(3): 289-298,  1971. 


5678      ON  THE  DISCRIMINATION  BETWEEN  EARLY 

GASTRIC  CANCER  AND  LESIONS  SIMULATING 
IT  BY  MEANS  OF  X-RAY,  GASTROCAMERA  AND  RIOPSY. 
(Jap.)   Murashina,  Y.  (Sapporo  Kosei  Hosp., 
Japan),  Y.  Okuuchi  and  K.  Miwa.  Stomach  Intest. 
(Tokyo)   6(3) :31 1-321,  1971. 


5670      A  METHOD  OF  ROENTGENOLOGICAL  EXAMINATION 

OF  THE  STOMACH  AFTER  BILLROTH  II 
OPERATION  WITH  THE  AID  OF  TWO  CHANNEL  OBTURATING 
TUBE.   (Rus.)   Varshavskii,  I.  V.  and  I,  M. 
Ostrosvskaia.  Vestn.    Rentgenol.    Radiol.    46(2): 
^♦0-43,  1971. 


5671       DIAGNOSIS  OF  ATROPHIC  GASTRITIS  BY 

GASTROSCOPY  AND  STOMACH  BIOPSY.   (Ger.) 
Krautheim,  J.  (Lubeck  Med.  Acad.,  Germany),  F. 
Niedobitek,  U.  Ritter  and  E.  Schmid.   Z.  Gastro- 
enterol.   9('»):237-239,  1971. 


5672      ROENTGEN  DIAGNOSIS  OF  SARCOMA  OF  THE 

STOMACH.   (Rus.)   Firsov,  E.  F.,  E.  A. 
Odintsova  and  A.  A.  Snegovaia.  Vestn.    Rentgol. 
Radiol.    '46(l):37-'4l,  1971. 


5679      GASTRIC  EXFOLIATIVE  CYTOLOGY.   (E.) 
Carney,  J.  A.  Surg.    Clin.    North  Am. 
51  ('0:979-991,  1971. 


5680      PROBLEMS  OF  DIAGNOSIS  AND  THERAPY  IN 
INTUSSUSCEPTION  OF  CHILDREN.   (Ger.) 
Fritz,  W.  (Martin  Luther  U.,  Surg.  Clin.,  Halle 
Wittenberg,  Germany),  U.  M.  Godel  and  J.  Kostler. 
Dtsah.    Gesundheitsv.    26(5)  :212-21 5,  1971. 


5681      CONTRIRUTION  TO  THE  ROENTGENOLOGIC 

DIAGNOSIS  OF  ILEUS  DUE  TO  INTESTINAL 
STASIS.   (Ger.)   Heidenblut,  A,  (Oskar  Ziethen 
City  Hosp.,  Berl i n-Li chtenberg ,  Germany). 
Fortsahr.    Get.    Roentgenstr.    Nuklearmed.    11 '4(4): 
5'(6-550,  1971. 


5673      X-RAY  DIAGNOSIS  OF  LESIONS  SIMULATING 
EARLY  GASTRIC  CANCER.   (Jap.)   Nakano, 
S.  (Nakano  Clin,,  Japan),  K.  Shibata  and  H. 
Yamamoto.  Stomach.    Intest,    (Tokyo)   6(3) :277-288, 
1971. 


5682      HYPOTONIC  DUODENOGRAPHY:   INDICATIONS 

AND  RADIOLOGIC  FINDINGS.   (Ger.) 
V/endenburg,  H.  H.  (Univ.  PolyClin.,  Heidelberg, 
Germany),  M.  Georgi  and  H.  Misri.  Med.    Welt 
22(2l):879-883,  1971. 


5674      RADIOLOGICAL  DIAGNOSIS  OF  GASTRIC 

CARCINOMA  NOT  CONFIRMED  DURING  OPERATION, 
(Pol.)   Kulicz,  A,  (Med.  Acad  Inst,  Radiol., 
Zabrze,  Poland)  and  B.  Romanowski.  Pol.    Tyg.    Lek. 
26(8):273-275,  1971. 


5683      COMPARISON  OF  THE  DIAGNOSTIC  VALUE  OF 

RECTAL  CYTOLOGY,  RECTAL  BIOPSY,  AND 
RECTOSCOPY.   (Ger.)  Witte,  S.  (Deaconess  Hosp., 
Karl sruhe-Ruppurr,  Germany)  and  J.  Haugg.  Z, 
Gastroenterol.    9('0  :229-236,  1971. 


5675      EFFECTIVENESS  OF  DIAGNOSIS  IN  THE 

RADIOLOGIC  EXAMINATION  OF  THE  STOMACH 
USING  A  STANDARDIZED  BASIC  PROCEDURE.   (Ger.) 
Bock,  G.  (Humboldt  U.,  1st  Med.  Clin.,  Berlin) 
and  K.  Richter.  Dtsch.    Gesundheitsv.    26(19): 
871-87'»,  1971. 


5676      EARLY  DIAGNOSIS  OF  GASTRIC  CARCINOMA 

BY  MEANS  OF  ENDOSCOPY  AND  BIOPSY. 
(Ger.)   Schmid,  E.  (Goppingen  Dist.  Hosp., 
Germany),  J.  Krautheim  and  F.  Niedobitek. 
Diagnoetik   '((5)  :210-21  2,  1971. 


5677 


BENIGN  LESIONS  OF  THE  STOMACH  WHICH 
APPEARED  MALIGNANT.   AN  ANALYSIS  OF 


5604      A  SAFER  BALLOON  CATHETER  ASSEMBLY  FOR 
COLON  EXAMINATIONS.   (E.)   Gianturco, 
C.  (Mattoon  Mem.  Hosp.,  111.).  Radiology    101 (l); 
92,  1971. 


5685      RADIOLOGICAL  DIAGNOSIS  OF  TOTAL 

AGANGLIONOSIS  OF  THE  COLON.   (Fr.) 
Deffrenne,  P.  (E.  Herriot  Hosp.,  Lyon,  France), 
M.  Daudet  and  J.  P.  Chappuis.  Ann.    Radiol. 
l't(3-'0: 257-264,  1971. 


5686      CONTRIBUTION  OF  THE  AXILLARY  ROUTE  TO 

THE  ANGIOGRAPHY  OF  THE  LO\^ER  MESENTF.RIC 
ARTERY.   (Fr.)   Fays,  J.  (CHU  Radiol.  Ctr., 
Nancy,  France),  D.  Regent  and  R.  Piccioli.  J. 
Radiol.   Eleatrol.   Med.   Nucl.    52(3-4) : 149-151 ,  1971. 
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5687      SELECTIVE  ARTERIOGRAPHY  OF  THE  INFERIOR 
MESENTERIC  ARTERY.   (it.)   Bernardi,  R, 
(U.  Padua,  Italy),  F.  Frasson  and  G.  F.  Pistoles!. 
Radiol.   Med.    (Torino)   56(9)  tySi)-??},  1970. 


5688      MOVEMENT  OF  RADIOPACI Fl ED  FECES  DURING 

DEFECATION.   (E.)   Edwards,  D.  A.  W. 
(Univ.  Coll.  Hosp.  Med.  Sch. ,  London)  and  E.  R. 
Beck.  Am.    J.    Dig.    Dis.    16(8) : 709-71 1 ,  1971. 


5689      THE  DIAGNOSIS  AND  TREATMENT  OF  ACUTE 

PERITONITIS  IN  CHILDREN.   (Rus.) 
Khristich,  A.  D.  Vestn.    Khir.    106(2)  :8l -8'*, 
1971. 


5690      SUPERSELECTIVE  ARTERIOGRAPHY  AS  COMPLEMENT 

TO  PANCREATIC  ANGIOGRAPHY.   (Fr.) 
Tavernier,  J.,  M.  Fagola  and  F.  Diard.  J. 
Radiol.   Electrol.   Med.    Nual.    52(5) :310-31 2,  1971. 


5691      SCANNING  OF  THE  PANCREAS  (VITH  ELECTRONIC 

SUBTRACTION  OF  THE  IMAGE  OF  THE  LIVER. 
(It.)   Prior,  C.  (U.  Genoa  Inst.  Spec.  Surg. 
Pathol.,  Italy),  U.  Valente  and  M.  Buscaglia. 
Minerva  Chir.    26(1): 1-11,  I971. 


5692      SELENIUM  75  METHIONINE  IN  THE  STUDY  OF 

PANCREATIC  FUNCTION  BY  MEANS  OF  DUODENAL 
CATHETERIZATION.   (It.)   Ferri,  0.  (Univ.  Milan 
1st  Surg.  Clin.,  Italy),  C.  Pucci,  V.  Scortecci 
and  W.  Groppi,  Minerva  Chir.    26(7)  :334-3't5, 
1971. 


5693      OPACIFICATION  OF  THE  PANCREAS  PARENCHYMA. 

(It.)   Rosenstrauch,  L.  S.  (Inst. 
Radiol.  Res.,  Moscow),  N.  I.  Rybakova,  V.  A. 
Demin  and  K.  S.  Shanazarov.  Radiol.   Med.    (Torino) 
56(9):7'»'t-752,  1970. 


5694      PANCREAS  SCANNING  USING  A  DOUBLE  ISOTOPE 

TECHNIQUE.   (E.)   McCready,  V.  R.  (Roy. 
Marsden  Hosp.,  London)  and  M.  F.  Cotrall.  Proa. 
R.    Soa.   Med.    6'(  ('0  :3^7-3't8,  1971. 


5695      INVESTIGATIONAL  PROCEDURE  FOR  IMPROVING 

THE  INFORMATIVE  VALUE  OF  PANCREAS 
SCANNING.   (Ger.)   Schnabel,  K.  (Univ.  Radiol. 
Clin.,  Heidelberg,  Germany).  Therapievoahe 
21 (20):1619-1620,  1971. 


5697      SUPRAHEPATIC  PHLEBOGRAPHY  IN  THE 

DIAGNOSIS  OF  LIVER  DISEASE.   (Sp.) 
Beker,  S.  (Cent.  U.  Venezuela  Sch.  Med.,  Caracas) 
and  M.  Guelrud.  GEN   (Caracas)   25(3) :267-275, 
1971. 


5698      THE  CONTRIBUTION  TO  HEPATOLOGY  OF 

CELIAC  AND  MESENTERIC  ARTERIOGRAPHY. 
(Fr.)   Delorme,  G.  (St.  Andres  Hosp.,  Bordeaux, 
France),  J.  Tavernier  and  M.  Fagola.  J.    Radiol. 
Electrol.   Med.    tJucl.    51  (8-9)  :'t57-'t70,  1970. 


5699      UNNECESSARY  LIVER  FUNCTION  TESTS. 

(Ger.)   Fritzsche,  W.  (City  Hosp., 
Frankfurt  a.M.,  Germany).  Diagnootik  k(Z): 
^7-'i9,  1971. 


5700      VISUALIZATION  OF  GASTRIC  MUCOSA  ON 

^^MTC  SULFUR  COLLOID  LIVER  SPLEEN 
SCANS:   A  PUZZLING  ARTIFACT.   (E.)   Samuels, 
L.  D.  (Child.  Hosp.,  Columbus,  Ohio.).  J.    Nual. 
Med.    12(5): 271 -272,  1971. 


5701      ANGIOGRAPHY  OF  THE  HEPATIC  AND  PORTAL 
VEINS.   (Fr.)   Leger,  L.  (Cochin  Hosp. 
Paris),  J.  P.  Lenriot  and  R.  Guillemot.  J. 
Chir.    (Paris)    101 (2) : 151-162,  I97I. 


5702      VALUE  OF  HEPATIC  SCINTIGRAPHY  COMPARED 

WITH  THE  USE  OF  ISOTOPES  WITH  A  SHORT 
HALF  LIFE.   STUDY  OF  A  CASE  SERIES.   (It.) 
Alvisi,  V.  (IJ.  Ferrara  Inst.  Spec.  Med.  Pathol., 
Italy),  B.  Baqni,  A.  Biolcati  and  R.  Squerzanti. 
Rif.   Med.    85(12) : 31 7-329,  1971. 


5703      CYTOLOGICAL  DIAGNOSIS  OF  CARCINOMA  OF 

THE  LIVER  BY  PERITONEOSCOPY  AND  BIOPSY: 
HISTOLOGICAL  CONTROL.   (Fr.)   Etienne,  J.  P. 
(Broussais  Hosp.,  Paris),  P.  Delavierre  and  J.  P. 
Barbier.  Bern.    Hop.    Paris   '♦7(18) :  1 1 66-1 1 69, 
1971. 


570')      LIVER  SCINTIGRAMS  COMPARED  \;iTH 

ALKALINE  PHOSPHATASE  AND  BSP  DETER- 
MINATIONS IN  THE  DETECTION  OF  METASTATIC  CARCINOMA. 
(E.)  Jhingran,  S.  G.  (Unlv.  Texas  M.D.  Anderson 
Hosp.,  Houston),  L.  Jordan,  M.  F.  Jahns  and 
T.  P.  Haynie.  J.    Nual.    Med.    12(5) :227-230, 
1971. 


5696      ANGIOGRAPHIC  DEMONSTRATION  OF  HEPATOMA 

IN  ASSOCIATION  WITH  FANCONI'S  ANEMIA. 
(E.)   Port,  R.  B.  (U.  Chicago  Pritzker  Sch.  Med., 
Ml.),  J.  P.  Petasnick  and  K.  Ranniger.  Am.    J. 
Roentgenol.   Radium  Ther.    Nual.   Med.    113(l):02-03 


5705      THE  IMPORTANCE  OF  THE  LATERAL  LIVER 
SCAN.   (E.)  \/eiss,  E.  R.  (VA  Ctr.  , 
Los  Angeles,  Calif.)  and  W.  H.  Blahd.  Nual.    Med. 
(Stuttg.)    10(l):')7-5'»,  1971. 


5706      A  NEW  DOUBLE  TRACE  TECHNIQUE  (COLLOIDAL 
158au  +  ^Sge  LABELLED  SODIUM  SELENITE) 
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IN  THE  DIAGNOSIS  OF  LIVER  NEOPLASIA.   (it.) 
Mombelli,  L.  (U.  Milan  Inst.  Nucl .  Med.,  Italy), 
L.  Favaro  and  U.  Meldolesi.  Radiol.    Med.     (Torino) 
56(lO):913-923,  1970. 


York  Hosp. -Cornell  U.  Med.  Ctr.,  N.  Y.),  J.  A. 
Evans  and  J.  Shanser.  Am.    J.    Roentgenol.   Radium 
Ther.    Nucl.   tied.    1 1  3(1 ) :  lO't-llS,  1971. 


5707      ENDOSCOPIC  EXAMINATIONS  OF  THE  BILIARY 

AND  PANCREATIC  DUCTS.   SIXTH  REPORT:   A 
STUDY  ON  THE  DEVELOPMENT  OF  A  FIBEROPTIC 
CHOLEDOCHOSCOPE  WITH  THE  IRRIGATION  TUBE.   (Jap.) 
Nishimura,  A.  (Chiba  U.,  Sch.  Med.,  Japan),  Y. 
Otsubo,  N.  Den  and  H.  Sato.  Stomach  Intest. 
(Tokyo)    6(i»):485-492,  1971. 


5703      INTRAVENOUS  CHOLANGIOGRAPHY  IN  NONFILLING 

GALLBLADDER  ON  ORAL  CHOLECYSTOGRAPHY. 
(E.)   Sarin,  N.  K.  (V.J.  Hosp.,  Amritsar,  India), 
Y.  P.  Bhandari  and  D.  P.  Sanan.  Indian  J.    Med. 
Sci.    25(2):95-97,  1971. 


5709      TRANSPARIETAL  SPLENOPORTOGRAPHY. 

(Por.)  Huggins,  D.  (Fed.  U.  Pernambuco 
Sch.  Med.,  Brazil).  GEN  (Caracas)  25 (3) :225-2'(7, 
1971. 


5710      PRESENT  STATUS  OF  INTRAVENOUS  CHOLANGIO- 
GRAPHY.  (E.)   Martinez,  L.  0.  (U. 
Miami  Sch.  Med.,  Miami  Beach,  Fla.),  M.  Viamonte, 
Jr.,  P.  Gassman  and  L.  Doudet.  Am.    J.    Roentgenol. 
Radium.    Ther.    Nucl.    Med.    113(0:10-15,  1971.' 


5713      ANGIOGRAPHY  OF  THE  GREATER  OMENTUM. 

(E.)   Deutsch,  V.  (Tel -Hashomer  Govt. 
Hosp.,  Tel  Aviv),  R.  Adar  and  M.  Mozes.  Am.    J. 
Roentgenol,    Radium  Ther.    Nual.   Med.    113(1): 
17'»-180,  1971. 


5714      PERITONEAL  MESOTHELIOMA  WITH  ROENTGENO- 

GRAPHIC  FINDINGS.   (E.)   Lazarus,  H., 
W.  C,  Widrich  and  A.  H.  Robbins  (Tufts  U.  Sch. 
Med.,  Boston,  Mass.).  Am.    J.    Roentgenol.    Radium 
Ther.    Nucl.   Med.    1 1 3 (1 ) : 1 71 -1 73 ,  1971. 


5715      AN  APPRAISAL  OF  DIAGNOSTIC  PARACENTESIS 
OF  THE  ABDOMEN.   (E.)   McPartlin,  J.  F. 
(Whipps  Cross  Hosp.,  Leytonstone,  England)  and 
W.  McCarthy.  Br.    J.    Surg.    5B (7)  :'t98-501  ,  1971. 


5716      THE  RIGHT  UPPER  ABDOMEN:   CLINICAL  AND 

LABORATORv  DIFFERENTIAL  DIAGNOSIS. 
(Ger.)   Kaufmann,  W.  (Univ.  Med.  Clin.,  Tubingen, 
Germany).  Diagnostik   k  (2) -.^3-52,    1971. 


5717      THORACOABDOMINAL  PAINS:   DIFFICULTIES 
OF  INTERPRETATION.   (Fr.)   Desruelles, 
J.  (Sch.  Med.,  Lille,  France)  and  A.  Gerard. 
Maroc  Med.    51  (5'i2)  :'(8-5'4,  1971. 


5711      SIGNIFICANCE  OF  PERIPORTAL  FIBROSIS  IN 

LIVER  BIOPSY  SPECIMENS  FOR  THE  DIAGNOSIS 
OF  ITS  BILHARZIAL  NATURE,   (E.)   Shoeb,  S.  M. 
(Ain  Shams  Sch.  Med.,  Cairo,  Egypt),  K.  Basmy, 
M.  A.  Habib  and  I.  Nassar.  Ain  Shams  tied.    J. 
22(2):161-163,  1971. 


5718      CONTRIBUTION  TO  THE  CLINICAL  PICTURE 

OF  ABDOMINAL  ANGINA„   (Ger.)   Woithe, 
G.  (Univ.  Surg.  Clin.,  Rostock,  Germany),  P. 
Heinrich  and  J.  Schultz.  Thoraxchirurgie    19(1): 
67-73,  1971. 


5712      VECTOR  PRINCIPLE  IN  THE  DIFFERENTIAL 

DIAGNOSIS  OF  ABDOMINAL  MASSES:   THE 
LEFT  UPPER  QUADRANT.   (E.)   Whalen,  J.  P.  (New 


5719      USE  OF  A  PI EZOTRANS ISTOR  FOR  A  PRESSURE- 
SENSITIVE  RADIOTELEMETERING  CAPSULE. 
(E.)   Barbaro,  V.  (inst.  Health,  Rome),  A.  D. 
Sargentini,  M.  Frank,  V.  Macellari  and  M.  Neroni. 
R.    C.    Rom.    Gastroenterol.    3(l):3'*-37,  1971. 
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GASTROINTESTINAL  DISEASES 

ESOPHAGUS 


5720      ESOPHAGEAL  STRICTURES  AflD  LO"ER 

ESOPHAGUS  LINED  WITH  COLUMNAR  EPITHELIUM. 
FUNCTIONAL  AND  MORPHOLOGICAL  STUDIES.   (E.) 
Heitmann,  P.  (Univ.  Med.  Clin.,  Marburg/Lahn , 
Germany),  A.  Csendes  and  T.  Strauszer.  Am.    J. 
Dig.    Die.    1  6 (4) : 307-320,  1971. 

Functional  and  morphological  studies  were  performed 
on  12  consecutive  patients  with  benign  esophageal 
strictures.   A  hiatal  hernia  was  detected  in  each 
patient  with  the  mean  size  being  3.5  cm  as 
determined  by  simultaneous  rad iograph ic-manometr ic 
studies.   The  stricture  was  annular  with  an 
extension  of  2-8  mm  in  k   patients,  and  it  was 
longitudinal  and  irregular,  extending  over  12-'40 
mm  in  8  cases.   The  lower  margin  of  the  stricture 
was  located  at  a  mean  distance  of  8.3  cm  above 
the  physiologically  or  rad iographica 1 ly  determined 
hiatus.   Eight  patients  showed  free  reflux  of 
barium  into  the  esophagus,  the  gastroesophageal 
sphincter  not  responding  to  increases  in  fundic 
pressure  with  an  increase  in  resting  pressure. 
Mean  resting  end-expiratory  pressure  in  this 
group  was  1.5  mm  Hg  higher  than  fundic  pressure 
(range  0-6  mm  Hg) ,  significantly  lower  than  normal. 
On  esophagoscopy ,  there  were  signs  of  frank 
esophagitis  in  501  of  the  cases  with  gastro- 
. esophageal  competence  and  incompetence.   Four 
patients  with  annular  stenosis  showed  no  ulcera- 
tion while  all  other  strictures  were  superficially 
ulcerated.   Biopsies  showed  squamous  epithelium 
above  the  stricture  and  columnar  epithelium 
around  and  below  the  stricture  in  all  cases.   In 
the  region  of  the  stricture,  a  fundic  type  of 
epithelium  and  a  cardial  type  of  epithelium  were 
present  with  equal  frequency.   No  uniform 
pattern  of  gastroesophageal  competence,  acid 
secretion  nor  type  of  epithelium  in  the  columnar- 
lined  esophagus  seems  to  exist  in  the  Barrett 
syndrome. 


5721      HELLER'S  OPERATION  FOR  ACHALASIA  OF  THE 

CARD  I  A.   A  STUDY  OF  THE  EARLY  AND  LATE 
RESULTS.   (E.)   Barker,  J.  R.  (Hammersmith  Hosp., 
London)  and  R.  H.  Franklin.  Br.    J.    Surg.    58(6): 
466-468,  1971. 

A  retrospective  study  of  30  patients  with 
achalasia  of  the  esophagus  treated  by  Heller's 
operation  revealed  that  1  yr  after  operation  28 
patients  were  completely  symptom-free.   Five  of 
14  patients  traced  10  yr  or  more  after  operation 
were  free  from  esophageal  symptoms  and  4  were 
considerably  better  although  they  had  mild  inter- 
mittent attacks  of  dysphagia.   Those  with  mild 
symptoms  on  barium  swalloviy  showed  marked  tertiary 
contractions  perhaps  accounting  for  their 
occasional  retrosternal  discomfort  on  swallowing. 
Five  patients  developed  reflux  esophagitis  between 
3  and  7  yr  postoperatively;  3  of  these  patients 
required  a  second  operation.   The  lack  of  improve- 
ment in  the  size  of  the  esophagus  as  determined 
by  radiography  did  not  appear  to  be  related  to 


the  symptomatic  improvement  from  the  Heller 
operation,  or  the  subsequent  development  of 
reflux  esophagitis. 


5722      INTRAEPITHELIAL  CARCINOMA  ASSOCIATED 

\yiTH  ESOPHAGEAL  CARCINOMA.   (E.) 
Akiyama,  H.  (U.  Tokyo  Fac.  Med.),  K.  Ushiyama 
and  T.  Kogure.  J.    Abdom.    Sura.     1 3 (8) : 1 78-187, 
1971. 

The  relationship  of  intraepithelial  carcinoma 
with  esophageal  carcinoma  was  studied  in  115 
patients  who  had  primary  esophageal  cancer 
treated  by  resection  between  1952  and  19^9  in 
Tokyo.   These  disorders  ivere  seen  together  in  26 
(22.6%)  of  115  cases.   Intraepithelial  carcinoma 
was  seen  in  only  9.8?^  of  cases  that  were 
irradiated;  whereas  it  coexisted  with  esophageal 
carcinoma  in  29. 7o  of  non i rrad iated  cases.   The 
age  distribution  of  intraepithelial  carcinoma 
was  very  similar  to  the  age  distribution  of 
esophageal  cancer.   Intraepithelial  carcinoma  was 
continuous  with  the  main  lesion  in  10  cases  and 
showed  an  island-like  distribution  in  16, 
suggesting  the  predominance  of  the  stepping 
stone-like  lesion.   The  direction  of  long  axis 
extension  appeared  more  frequently  towards  the 
proximal  side,  the  average  distance  of  extension 
being  1.5  en  towards  the  proximal  and  distal 
sides.   This  corresponded  to  about  4.5  en  of  the 
actual  pliys iolog ical  length,  and  should  be  kept 
in  mind  during  resection.   The  lesions  were 
classified  histologically  into  3  types:   basal 
layer,  nixed,  and  full  tliickness  type,  according 
to  which  layer  was  mainlv  affected.   The  full 
tliickness  type  was  the  nost  conmon  (13  of  26) 
and  the  frequency  of  mitosis  was  highest  in  this 
type.   In  the  layer  next  deeper  to  the  basal 
cells,  the  lamina  propria,  frequent  round  cell 
infiltration  was  seen. 


5723      GASTRIC-TYPE  EPITHELIUM  IN  THE  UPPER 

ESOPHAGEAL  POUCH  IN  CHILDREN  \/ITII 
TRACHEOESOPHAGEAL  FISTULA.   (E.)   Emery,  J.  L. 
(Child.  Hosp.,  Sheffield,  England)  and  A.  J. 
Haddadin.  J.    Pediatr.    5Mra. ' 6 (4) : 449-453 ,  1971. 

Necropsies  of  35  children  with  esophogeal  atresia 
and  tracheoesophageal  fistula  were  compared  to 
400  sections  of  control  necropsy  material.   Foci 
of  gastric  type  epithelium  in  the  upper 
esopliaqeal  pouch  was  noted  in  345^  of  the  children 
with  atresia  as  compared  with  2,5o  of  the  controls. 
The  presence  of  the  gastric  epithelium  seems  to 
point  to  a  abnormal  septation  of  the  foregut  in 
the  8-17  mn  embryonic  stage.   Caudal  displacement 
of  the  separating  trachael  bud  would  explain  the 
formation  of  the  fistula  deformity.   The  high 
incidence  of  gastric  epithelium  in  the  pouch  of 
the  children  with  fistula  plus  its  occurrence  in 
a  few  normals  indicates  variable  development. 
That  this  epithelium  represents  an  acquired 
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condition  precipitated  by  regurgitation,  infection, 
etc.  is  rejected.   F.ighteen  of  the  children  with 
this  anomaly  died  within  '*  days  of  birth.   The 
presence  of  this  epithelium  predisposed  to 
spasms  and  ulceration  at  the  site. 


572i|      ADRNOCARCINOMA  IN  BARRETT'S  COLUMtlAR- 
LIIJED  ESOPHAGUS.   (E.)   Shafer,  R.  R. 
(VA  Hosp.,  Minneapolis,  Minn.).  Arah.    Surg, 
103(3):'*ll-'4l3,  1971. 

A  f)2-yr-old  nan  presented  with  a  vague  history 
of  occasional  postprandial  retrosternal  burning. 
However,  evaluation  of  a  filling  defect  in  the 
distal  esophagus  on  an  upper  gastrointestinal 
tract  series  led  to  esophagoscopy  and  biopsy. 
Esophagoscopy  showed  esophagitis  and  an  8  mm 
lesion  in  the  distal  esophagus.   On  direct  observa- 
tion this  lesion  appeared  benign.   Multiple 
biopsies  of  the  lesion  were  taken  and  proved  to 
contain  adenocarcinoma  in  the  gastric  mucosa. 
At  exploratory  laparotomy,  an  intraluminal  lesion 
located  5  cm  above  the  esophagogastric  junction 
was  excised.   There  was  columnar  epitlielium 
lining  the  lower  portion  of  esophagus  (Rarrett's 
syndrome),  within  which  there  was  adenocarcinoma 
forming  abnormal  glands.   The  finding  of  Barrett's 
syndrome  should  alert  the  clinician  to  the 
possibility  of  asymptomatic  esophagitis  with 
stricture  formation,  ulceration,  fistula  or  the 
possibility  of  malignancy. 


5725      SPONTANEOUS  PERFORATION  OF  THE  ESOPHAGUS, 

(E.)   l/ilson,  R.  F.  (Wayne  State  U. 
Sch.  Med.,  Detroit,  Mich.),  E.  J.  Sarver,  A. 
Arbulu  and  R.  Sukhnandan.  Ann,    Thoraa,    Surg, 
12(3):291-2:)6,  1971. 


5726      ECTOPIC  LIVER.   A  CAUSE  OF  ESOPHAGEAL 

ORSTRUCTIOM.   (E.)   Jimenez,  A.  R. 
(Scott  and  White  Clin.,  Temple,  Tex.)  and  R.  H. 
Hayward.  Ann.    TJioraa.    Surg.     1 2  (3)  :  300-30'4,  1971, 


5727 

Tex.) 

5728 


TRAUMATIC  DIAPHRAGMATIC  HERNIA.   (E.) 
Hood,  R.  M.  (1010  W.  AOth  St.,  Austin, 
Ann.    Thoraa,    Surg.    12(3) :31 1 -324,  1971. 


RLEEDING  FROM  OESOPHAGEAL  VARICES, 
(E.)  Anonymous.  Br.    Med.    J.    1  (57't6) : 
'♦18-')19,  1971. 


5729      MYENTERIC  GANGLIAL  CELLS  IN  DOGS  WITH 

AND  WITHOUT  HEREDITARY  ACHALASIA  OF 
THE  ESOPHAGUS.   (E.)   Clifford,  D.  H.  (VA  Hosp., 
Houston,  Tex.)  and  J.  G.  Pirsch.  Am.    J.    Vet. 
Res.    32('t):riI5-6l9,  1971. 


5730      OESOPHAGEAL  ELONGATION  IN  OESOPHAGEAL 
ATRESIA.   (E.)   Gwinn,  J.  L.  (Child. 


Hosp.,  Los  Angeles,  Calif.)  and  F.  A.  Lee,  Ann. 
Radiol.    I'l  (3-'*):  279-283,  1971. 


5731      GASTROESOPHAGEAL  REFLUX  IN  INFANTS  AND 

CHILDREN.   (E.)   Vos,  A.  (\;ilhelmina 
Hosp,,  Amsterdam,  Netherlands).  Saand,    J. 
Gastroenterol.    6(5)  :3f>9-370,  1971. 


5732      STRANGULATING  DIAPHRAGMATIC  HERNIA. 

(E.)   Carter,  R.  (70'(  N.  Neil  St., 
West  Covina,  Calif.)  and  L.  A.  Brewer,  III. 
Ann.    Tliorao.    Surg.    1 2  (3) :  281 -290,  1970. 


5733      IMPROVED  MANAGEMENT  OF  NEONATES  WITH 

CONGENITAL  DIAPHRAGMATIC  HERNIAS. 
(E.)   Roles,  E.  T.,  Jr.  (Child.  Hosp.,  Columbus, 
Ohio),  M.  Schiller  and  M.  Weinberger.  Arah. 
Surg.    103(2)  :3't'»-3'»9,  1971. 


573't      DIAGNOSTIC  DIFFICULTIES  IN  INCARCERATED 

CONGENITAL  DIAPHRAGMATIC  HERNIA  IN 
CHILDREN.   (Pol.)   Bech,  R,  (Reg,  Hosp,  Intern 
Dis.,  Slupsk,  Poland)  and  \^,  Zielinski,  Pediatr. 
Pol.    'i6(2):211-215,  1971. 


5735      A  CASE  OF  PERFORATION  OF  THE  ESOPHAGUS 

DURING  ATTEMPTED  TRACHEAL  INTURATION, 
(Fr.)   '/eill,  E,  (Nevers  Hosp,  Ctr,,  Nievre, 
France),  Chirurgie   97(1 )  :7't-76,  1971. 


5736      ENDOSCOPY  IN  PERFORATING  INJURIES  OF 

THE  ESOPHAGUS.   (Cz.)   Tichy,  S. 
(Charles  U.  Med.  Sch.,  Prague).  Cesk.    Gastro- 
enterol.   Vyz.    25(2): 59-61,  1971, 


5737      PERSONAL  TACTICS  IN  ESOPHAGEAL  EXTRAC- 
TIONS OF  FOREIGN  RODIES  FROM  THE 
ESOPHAGUS.   (Cz.)   Skerik,  P.  (Thomayerovy  Hosp, , 
Prague).  Cesk.    Gastroenterol,    Vi/z,    25(2): 61 -63, 
1971. 


5738      LARGE  DIAPHRAGMATIC  HERNIAS  IN  THE 

NEWRORN.   (Ger,)   Joppich,  I.  (Univ, 
Pediatr.  Clin.,  Munich,  Germany),  Fortsahr, 
Med.    89(12) :523-525,  1971. 


5739      ASPECTS  OF  THE  THERAPY  OF  ESOPHAGEAL 

VARICES  IN  INFANTS.   (Ger.)   Sauer,  H. 
(Univ.  Surg.  Clin.,  Innsbruck,  Austria)  and  J. 
Glatzl.  Paediatr.    Paedol.    6(l):9A-101,  1971. 


57itO      ACUTE  RENAL  FAILURE  AFTER  CHEMICAL 

BURN  OF  THE  ESOPHAGUS  AND  THE  STOMACH, 
(Rus.)   Boris,  A.  I.  Zdravookhr.    Beloruss. 
17(2): 22-26,  1971, 
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S/**!      DIAGNOSIS  AND  TREATMENT  OF  STRANGULATED 

DIAPHRAGMATIC  HERNIAS,   (Rus.)   Biber. 
0.  I.  Khirurgiia    (Mask.)    4?  (3) :  H 3" H 7 ,  1^7K 


51^2  ALTERATION  OF  THE  CONTENT  OF  NUCLEIC 

ACIDS  IN  THE  BLOOD  OF  PATIENTS  WITH 
CANCER  OF  THE  ESOPHAGUS  AND  STOMACH  DURING 
RADIATION  TREATMENT  USING  A  25  MEGAVOLT  BETATRON. 
(Rus.)   Fridliand,  I.  B, ,  M.  B.  Ginzburg  and  I.  I, 
Kornev.  Med.    Radiol.     (Mask.)    16(l):22-28,  1971. 


5751      SURGICAL  TREATMENT  OF  PEPTIC  ESOPHAGITIS 

AFTER  GASTRECTOMIES  AND  PROXIMAL 
RESECTIONS  OF  THE  STOMACH.   (Rus.)   Samokhvalov, 
V.  I.  Vestn.    Kliir.    1 06(2) :  21 -24,  1971. 


5752      SOME  PROBLEMS  OF  THE  SURGICAL  TREATMENT 

OF  CICATRICIAL  NARROWING  OF  THE 
ESOPHAGUS  IN  CHILDREN.   (Rus.)   Isakov,  J.  F. , 
E.  A.  Stepanov  and  G.  A.  Gadzhimi rzaev.  Vestn. 
Kliir.    106(2)  :69-73,  1971. 


57'43      CLINICAL  FINDINGS  AND  PATHOLOGY  OF  3'*9 

RESECTED  CARCINOMAS  OF  THE  ESOPHAGUS. 
(Fr.)   Maillard,  J.  N.  (Beaujon  Hosp.,  Paris), 
M.  Huguier  and  J.  Conte  Marti.  Presse  Med. 
79(I'4):617-619,  1971. 


5753      THERMAL  SPRING  TREATMENT  OF  HIATAL 

HERNIAS.   (Fr.)   Debray,  C.  (Bichat 
Hosp.,  Paris),  J.  De  La  Tour,  M.  Solere  and  J. 
Chariot.   T^zerapewtiawe  47  (2)  :  1 1  9- 1  22  ,  1971. 


5744      GASTRIC  HEMISECTION  WITH  DOUBLE 

GASTROSTOMY  IN  PERFORATION  OF  THE 
ESOPHAGUS.   (Fr.)   Anonymous.  Presse  Med.    79(11): 
488,  1971. 


5754      SUBMUCOSAL  HAEMATOMA  OF  THE  OESOPHAGUS 

DUE  TO  ANTICOAGULANT  THERAPY.   REPORT 
OF  A  CASE.   (E.)   Andress,  M.  (St.  Thomas's 
Hosp.,  London).  Acta  Radiol.     [Diagn.]    (Stoakh.) 
11  (2):216-219,  1971. 


5745      RADIOLOGIC  PATTERN  OF  ESOPHAGEAL 

DIVERTICULA.   (Pol.)   Moron,  K.  (Med. 
Acad.  Radiol.  Clin.,  Wroclaw,  Poland)  and  F. 
Tuszewski.  Pol.    Przeql.    Radiol.    Med.    Ilukl.    35(1): 
45-50,  1971. 


5755      ASSOCIATION  BETWEEN  RAINFALL  AND 
ESOPHAGEAL  CANCER  IN  CHILE.   (E.) 
Zaldivar,  R.  (Univ.  Tennessee  Coll.  Med., 
Memphis)  and  H.  Robinson.  Beitr.    Pathol.    Anat. 
142(4) :403-4o6,  1971. 


5746      RESULTS  OF  RADIOTHERAPY  FOR  CANCER  OF 
THE  ESOPHAGUS.   (Pol.)   Skolyszewski , 
J.  (Inst.  Oncol.,  Cracow,  Poland),  J.  Kujawska 
and  J.  Strzeszynski .  Pol.    Przegl.    Radiol.    Med. 
Nukl.    35(l):71-74,  1971. 


5747      EXPERIMENTAL  STUDIES  ON  MYOPLASTY  OF 

THE  ESOPHAGUS  AND  CARDIA  USING  A  FOLD 
OF  GASTRIC  FUNDUS  AFTER  CARDIAC  SURGERY  BY  THE 
METHOD  OF  HELLER-JEZ I ORO.   (Pol.)   Misterka,  S. 
(Med.  Acad.  3rd  Surg.  Clin.,  Wroclaw,  Poland). 
Pol.    Przegl.    Chir.    43(0:15-19,  1971. 


5756      RADIOLOGIC  FINDINGS  IN  POLYMYOSITIS  - 

DETERMATOMYOSITIS  INVOLVING  THE 
PHARYNX  AND  UPPER  OESOPHAGUS.   (E.)   Grunebaum, 
M.  (Tel  Aviv  Univ.  Med.  Sch.,  Petah  Tiqva, 
Israel)  and  H.  Salinger.  Clin.    Radiol.    22(1): 
97-100,  1971. 


5757      FUNCTION  OF  THE  CARDIA  IN  CHILDREN. 

MANOMETRIC,  C I NERADI OGRAPH I C  AND 
PHARMACORADIOGRAPHIC  STUDIES.   (Ger.)   Willich, 
E.  (Univ.  Pediatr.  Clin.,  Heidelberg,  Germany). 
Fortsahr.    Med.    89 (9) : 389-392 ,  1971. 


5748      DIAGNOSTIC  AND  THERAPEUTIC  PROBLEMS  OF 

UPPER  DIGESTIVE  HEMORRHAGES  (SDH)  IN 
THE  AGED.   (Rum.)   Csiky,  N.  (1st  Surg.  Clin., 
Tirgu  Mures,  Rumania).  Rev.    Med.     (Tirgu  Mures) 
16(3-4):312-315,  1970. 


5758      CONGENITAL  ACHALASIA  OF  THE  ESOPHAGUS 
IN  FOUR  CATS  OF  COMMON  ANCESTRY.   (E.) 
Clifford,  D.  H.  (VA  Hosp.,  Houston,  Tex.),  F.  K. 
Soifer  and  C.  F.  Wilson.  J.    Am.    Vet.    Med.    Assoc. 
158(9):1554-156o,  1971. 


5749      MANAGEMENT  OF  INSTRUMENTAL  AND  SPOfJTANEOUS 

(ATRAUMATIC)  PERFORATIONS  OF  THE 
OESOPHAGUS.   (E.)   Inberg,  M.  V.  (U.  Turku  Dept. 
Surg.,  Finland),  R.  Manner  and  H.  Puhakka. 
Soand.    J.    Cardiovaso.    Surg.    5(l):6l-66,  1971. 


5759      THE  HIATAL  HERNIAS  OF  MORGAGNI. 

CONSIDERATIONS  ON  FIVE  CASES.   (Sp.) 
Paris,  F.  (La  Fe  City  Sanitar.,  Valencia,  Spain) 
V.  Tarazona  and  E.  Blasco.  Hosp.    Gen.     (Madr. ) 
10(6): 695-704,  1970. 


5750      LEIOMYOSARCOMA  OF  THE  ESOPHAGUS.  (Fr.) 

Etienne,  J.  P.  (Broussais  Hosp.,  Paris), 

P.  Delavierre,  J.  P.  Petite  and  H.  Durand.  Sem. 
Hop.    Paris   47(1 8) : 1 170-I 1 72,  I971. 


5760      USE  OF  ABDOMINAL  WALL  MUSCLE  FLAP  IN 

REPAIR  OF  -LARGE  CONGENITAL  DIAPHRAGMATIC 
HERNIA.   (E.)   Simpson,  J.  S.  (Hosp.  Sick  Child., 
Toronto,  Ontario,  Canada)  and  J.  D.  Gossage. 
J.    Pediatr.    Surg.    6(l):42-44,  1971. 
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5761      ATRESIA  OF  THE  ESOPHAGUS.   A  SYNOPSIS 
OF  20  CASES.   (Fr.)   Hesorgher,  G.,  M. 
Bayart,  B.  Vinchon  and  G.  DievaK  J.    Sci.    Med. 


Lille   89(3):ni-ll^,  197). 
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5762 

(E.) 
and  G, 


PRIMARY  OESOPHAGEAL  VARICES.   CASE 
REPORTS  WITH  A  REVIEW  OF  THE  LITERATURE. 
Tonelli,  S.  (Univ.  1st  Dept.  Pathol,,  Rome) 
Campanelli.  R.    C.    Rom.    Gastroenterol. 


3(l):l'*-22,  1971 


See  also  numbers:   5't89,  5633,  563'*,  5661,  5662,  5663,  5935 
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5763      LONG-TERM  FOLLO\/-UP  OF  SUBJECTS  >'/ITH 

SUPERFICIAL  GASTRITIS  OR  A  NORMAL 
GASTRIC  MUCOSA.   (E.)   Siurala,  M.  (Helsinski  U. 
Cent.  Hosp.)  and  H.  J,  Salmi.  Saand.    J.    Gastro- 
enterol.   6(5):'459-'*63,  1971. 

The  results  of  follow-up  studies  performed  on 
168  patients  with  normal  gastric  mucosa  and  93 
with  superficial  gastritis  for  periods  ranging 
from  16-20  yr  are  reported.   Nine  subjects  with 
atrophic  gastritis  had  during  an  earlier  follow- 
up  period  developed  gastric  carcinoma  and  2 
gastric  polyps.   In  7  subjects  with  superficial 
gastritis,  the  body  mucosa  was  found  to  be  normal 
upon  reexamination.   In  most  cases,  however, 
gastritis  seemed  to  remain  unchanged  or  had 
progressed.   Of  the  kk    subjects  with  superficial 
gastritis  who  were  seen  more  than  once,  35  had 
abdominal  stress  after  16-20  yr  and  k   had  duodenal 
and  1  had  gastric  ulcer.   The  serum  vitamin  B]2 
level  was  normal  in  all  but  one  of  the  subjects 
reexamined  in  1970.   In  a  number  of  subjects 
with  originally  normal  body  mucosa,  the  mucosa 
remained  normal  in  spite  of  advanced  age  and  a 
long  period  of  observation. 


576'*      SYNTROPY  OF  PULMONARY  TUBERCULOSIS  AND 
GASTRIC  RESECTION.   (Ger.)   KUhn,  R.  A. 
(Univ.  Med.  Clin.,  Jena,  Germany),  D.  Kob  and  B. 
Meisl.   Z.  Gesamte  Inn.   Med.    26(8) :265-268,  1971. 

Among  7,275  patients  with  pulmonary  tuberculosis 
there  were  195  patients  who  also  had  gastric 
resection  indicating  a  statistically  significant 
association  between  the  2  conditions  among 
males.   In  85.71  of  cases  gastric  resection  pre- 
ceded tuberculosis  by  several  years  (average  9 
yr)  suggesting  that  tuberculosis  was  a  secondary 
disease  induced  by  the  surgical  procedure.   Longer 
(average  10%)    therapy  was  required  by  these 
patients  and  the  incidence  of  relapse  (501)  was 
significantly  higher  than  in  nonresected  patients. 
Blood  level  determinations  of  p.o.  administered 
isonicotinic  acid  hydrazide  and  cycloserine 
revealed  that  both  drugs  were  absorbed  as 
efficiently  in  patients  with  gastric  resection  as 
in  those  without.   It  was  concluded  that  the 
predisposition  to  tuberculosis  in  patients  with 
gastric  resection  is  due  to  protein  deficiency 
caused  by  insufficiency  of  absorption  and  impaired 
proteolysis  which  ultimately  leads  to  immuno- 
globulin deficiency  and  lowered  resistance. 
Preventive  measures  such  as  protein-rich  diets 
and/or  enzyme  substitution  are  therefore  mandatory 
in  patients  with  gastric  resection. 


5765      CONGENITAL  HYPERTROPHIC  PYLORIC  STENOSIS 

IN  PHENOTYPIC  FEMALE  TWINS  WITH  X/XX 
MOSAICISM.   (E.)   Ven  der  Horst,  R.  (U.  Natal 
Dept.  Pediatr.,  South  Africa),  J.  Frankel  and  J. 
Grace.  Arah.    Dis.    Child.    '46(2^(8)  :55i(-556,  I97I. 


Two  5-month-old  monozygotic  female  twins  with 
congenital  hypertrophic  pyloric  stenosis  are 
presented.   Cytological  findings  showed  a  normal 
female  (46  XX)  karyotype.   The  twin  girls  were 
phenotypi cal ly  females,  appeared  to  be  normal 
and  both  showed  hS   X/kd   XX  mosaicism  upon 
chromosomal  analysis.   No  history  of  pyloric 
stenosis  was  obtained  from  the  parents  or  near 
relatives.  The  incidence  of  pyloric  stenosis  in 
2  twin  females  with  X/XX  mosaicism  substantiates 
the  hypothesis  of  an  hereditary  factor  in  the 
etiology  of  congenital  hypertrophic  pyloric 
stenos  i  s. 


5766      CONGENITAL  MICROGASTRIA  ASSOCIATED 

WITH  SKELETAL  MALFORMATIONS:   A  NEW 
SYNDROME.   (Ger.)   Schulz,  R.  D.  (Univ.  Pediatr. 
Clin.,  Dusseldorf,  Germany)  and  F.  Niemann. 
Helv.    Paediatr.   Acta   26(2) :  1  85- 191  ,  1971. 

A  't-day-old  premature  infant  with  oligodactylia, 
dol ichocephaly ,  and  hypoplasia  of  the  right  ulna 
and  radius  developed  ileus  of  the  small  intestine 
caused  by  intestinal  malrotation  (Type  1). 
Radiological  examination  of  the  patient  made 
after  surgical  correction  of  intestinal  mal- 
rotation showed  aplasia  of  the  stomach  and 
duodenal  bulb,  a  sliding  hiatus  hernia,  and 
gastroesophageal  reflux.   Despite  frequent  feeding 
through  a  tube,  caloric  intake  was  inadequate 
and  the  child  died  of  marasmus  when  she  was  1.5- 
yr-old.   No  chromosome  anomalies  were  found. 
This  association  of  congenital  anomalies  has  not 
been  previously  described  and  is  probably  a  new 
syndrome  belonging  to  the  group  of  oligodactylia 
synd  romes. 


5767      SIGNIFICANCE  OF  PYLOROMYOTOMY  AND 

PYLOROPLASTY.   (E.)   Maki,  T.  (Tohoku 
U.  Sch.  iled.,  Sendai,  Japan),  T.  Shiratori,  K. 
Nagaoka  and  T.  Okabayashi.  Tohoku  J.    Exp.    Med. 
IO'i(l):'45-5't,  1971. 

The  significance  of  pyloromyotomy  and  pyloroplasty 
as  drainage  procedures  was  studied  in  dogs. 
While  pyloromyotomy  was  effective  in  suppressing 
abnormal  excitation  of  the  pylorus,  thus  reducing 
the  pyloric  contraction  pressure,  pyloroplasty 
was  more  effective  as  a  drainage  procedure. 
Pyloromyotomy  served  to  decrease  the  contractile 
force  of  the  circular  smooth  muscle  while  pre- 
serving sphincter  function.   Pyloroplasty,  on 
the  other  hand,  widened  the  lumen  for  greater 
drainage  while  sacrificing  the  sphincteric 
function  of  the  pylorus.   Thus,  pyloroplasty 
seems  to  be  indicated  when  more  effective  drainage 
is  expected  in  the  markedly  excited  pyloric 
portion  even  at  the  sacrifice  of  sphincteric 
function,  while  pyloromyotomy  is  indicated  when 
preservation  of  the  sphincteric  action  is  desired 
and  not  too  powerful  drainage  effect  is  expected 
in  a  marked  excitation  of  the  pylorus. 
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5768      EFFECT  OF  DEFICIENCY  OF  GASTRIC  MUCUS 

ON  POSTHISTAMINIC  SECRETION  AND  GASTRIC 
MUCOSA  OF  HEIDENHAIN  POUCH.   (E.)   Kowalewski,  K. 
(U.  Alberta  Surg. -Med.  Res.  Inst.,  Edmonton, 
Canada)  and  J.  F.  Schier.  Aata  Gastroenterol. 
Belg.    3'4('t-5):36l-367,  1971. 

The  effect  of  deficiency  of  gastric  mucus  on  the 
posthi stami ne  secretion  and  gastric  mucosa  of 
Heidenhain  pouches  was  studied  by  treating  dogs 
with  gastric  lavage  with  a  hypertonic  saline 
solution  (2M  NaCl)  for  2  hr  and  then  stimulating 
with  an  i ntra-arter ial  infusion  of  histamine  for 
6  hr.   In  pouches  depleted  of  mucus,  more  fluid 
and  pepsin  was  secreted,  but  the  concentration  of 
HCI  was  lower  than  in  control  pouches.   All 
pouches  treated  with  HCI  before  histamine  stimula- 
tion showed  macroscopic  signs  of  acute  hemorrhagic 
gastritis  including  edema,  marked  congestion, 
superficial,  submucosal  and  subserosal  hemorrhagic 
spots,  mucosal  erosions  and  "acute  ulcers". 
Microscopically  the  lesions  resembled  acute 
posthi stami ni c  gastric  ulcers  previously  reported 
in  dogs  and  guinea  pigs.   There  was  no  detectable 
abnormality  in  the  structure  and  cellular  com- 
position of  gastric  glands.   Pouches  washed  with 
normal  saline  before  histamine  stimulation 
appeared  normal  both  macroscopical 1 y  and  histo- 
logical ly. 


5769      MORPHOLOGY  AND  PROGNOSIS  OF  CARCINOMA 

OF  THE  STOMACH.   (E.)   Paile,  A.  (U. 
Helsinki  2nd  Dept.  Pathol.).  Ann,    Chir.    Gynaeaol. 
Fenn.    60(Suppl.  175):l-56,  1971. 

Gastric  carcinoma  specimens  from  152  patients 
undergoing  resection  between  1953-1962  were 
classified  histologically  as  to  ability  to  form 
glands  (adenoid;  islet  or  intermediate;  diffuse) 
but  revealed  no  differences  as  to  prognosis. 
Conversely,  degree  of  carcinoma  invasion  had 
considerable  prognostic  effects  as  did  carcinoma 
mucus  secretion  (mucus  levels  negatively  correlated 
with  prognosis).   Infiltration  of  stromal  round 
cells  (thought  to  indicate  organism  resistance) 
was  directly  proportional  to  prognosis  and 
inversely  proportional  to  tumor  necrosis.   Cancer 
invasion  affected  prognosis  twice  as  much  as 
mucus  secretion  and  round  cell  infiltration. 
The  degree  of  Unna-Pappenhe im-pos i t i ve  cells  of 
the  immunologic  series  had  no  effect  on  prognosis, 
indicating  that  cells  producing  circulating 
antibodies  play  no  role  in  cancer  resistance. 
Stromal  fibrosis  in  the  primary  tumor  and  lymph 
node  metastases  was  not  correlated  with  prognosis. 
A  relatively  good  prognosis  was  seen  in  patients 
in  which  cancer  cells  were  poor  in  cytoplasm, 
lacked  mitotic  figures,  contained  fibrotic  stroma 
and  had  enlarged  nucleoli.   Cancer  cell  poly- 
morphism had  no  influence  on  prognosis. 


5770      A  NEW  TECHNIQUE  FOR  GASTROTOMY.   (E.) 
Waugh,  D.  E.  (Martin  Amy  Hosp.,  Fort 
Benning,  Ga.).  Surgery   70(3) :368-369,  1971. 


Automatic  stapling  devices  (pediatric  or  standard 
gastrointestinal  anastomosis  instruments)  now 
enable  surgeons  to  perform  bloodless  gastrotomy 
in  approximately  I  to  2  min.   Gastrotomy  done  by 
utilizing  this  instrument  can  be  closed  in  the 
usual  manner.   If  the  gastrotomy  has  been  per- 
formed through  the  pylorus  it  is  possible  to 
convert  the  opening  to  a  pyloroplasty  by  closing 
transversely.   This  procedure  thus  far  has  pre- 
sented no  untoward  effects. 


5771      UNUSUAL  TYPE  OF  HYPOCHROMIC  ANEMIA 

COMPLICATING  I5ILLR0TH  II  TYPE  GASTRECTOMY. 
(E.)   Haurani,  F.  I.  (1015  Sansom  St., 
Philadelphia,  Pa.)  and  C.  W.  V/irts.  Am.    J.    Dig. 
Dis.    l6('4):3't3-3'48,  1971. 

A  patient  who  had  severe  hypoferremic  hypochromic 
anemia  13  yr  after  Billroth  II  subtotal  gastrectomy, 
and  did  not  respond  to  p.o.  or  i.m.  iron  therapy 
is  presented,   ' ron  absorption  studies  revealed 
a  low  value  in  tn?  presence  of  normal  red  cell 
utilization  of  iron.   Steatorrhea  was  mild 
(about  1 't  g/day)  ,  while  the  bacterial  content 
in  the  afferent  loop  was  high.   Although  chlor- 
amphenicol eliminated  the  Escherichia  col i  from 
the  afferent  loop,  the  patient  failed  to  respond 
in  terms  of  decreased  fecal  fat  excretion  to 
normal,  or  in  improvement  of  serum  iron  level  or 
hemoglobin  concentration.   Ferrokinetic  studies 
revealed  a  low  iron  level  (]()%)    indicating 
defective  iron  utilization.   Conversion  of  the 
Billroth  II  gastrojejunostomy  to  a  Henley  jejunal 
interposition  was  followed  by  an  increase  in 
iron  absorption  from  1.1  to  27.5^,  but  the  serum 
iron  remained  low. 


5772      CROSSCUT  GASTROJEJUNOSTOMY,   (E.) 

Hoerr,  S.  0,  (Cleveland  Clin.,  Ohio) 
and  R,  B,  Turnbull.  Surg.    Gimeaol.    Obstet. 
133(3)  :'t85-'(88,  1971. 

The  records  of  93  patients  who  survived  a  crosscut 
gastrojejunostomy  (tranverse  rather  than  longitu- 
dinal incision  in  the  jejunum)  were  reviewed  to 
determine  the  Incidence  of  postoperative  gastric 
retention.   While  only  2  patients  demonstrated 
severe  gastric  retention,  5  others  showed 
transient  stomal  malfunction  that  did  not  Increase 
their  hospital  stay  appreciably.   In  one  patient 
who  underwent  a  palliative  exclusion  procedure 
for  advanced  carcinoma  of  the  distal  part  of  the 
stomach,  the  anastomosis  never  functioned 
properly  up  to  the  time  of  death  several  weeks 
after  surgery.   The  observed  incidence  of  post- 
operative gastric  retention  compared  favorably 
with  that  after  conventional  gastrojejunostomy. 


5773      PROSPECTIVE  STUDY  OF  GASTRIC  SECRETION 
IN  STRESSED  PATIENTS  WITH  INTRACRANIAL 
INJURY,   (E.)   .Idjadi,  F.  ,  R,  Robblns,  W,  M, 
Stahl  (New  York  U.  Med.  Ctr.,  N.  Y,)  and  G, 
Ess  let.  J.    Trauma   1 1  (8) : 68 1-688,  1971. 
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Measurements  were  made  of  gastric  acid,  pepsin, 
and  various  mucopolysaccliarides  in  7  severely 
stressed  patients  who  had  isolated  intracranial 
injury.   Total  acidity  and  total  titratable 
acidity  were  significantly  elevated,  the  greatest 
elevation  being  observed  in  2  patients  who  bled 
from  stress  ulceration.   Pepsin  concentration  was 
also  elevated  considerably  in  the  patient  group 
as  a  whole,  but  especially  in  the  2  bleeding 
patients.   The  levels  of  hexose  and  hexosamine 
were  generally  lower  among  the  patients,  and 
values  for  fucose  were  higher  in  the  maximally 
stressed  patients,  and  minimally  elevated  in  the 
bleeders.   Levels  of  sialic  acid  were  essentially 
unchanged.   Gastric  mucosal  ulceration  following 
stress  from  intracranial  injury  may  be  due  to 
hypersecretion  of  acid  and  pepsin  and  a  decrease 
in  the  production  of  normal  mucus. 


5778      REMOVAL  OF  THE  UPPER  POLE  OF  THE 

STOMACH  FOR  TREATING  MALIGNANT  TUMORS 
OF  THE  ESOPHAGUS,  CARDIA,  AND  GREATER  CURVATURE. 
(Sp.)   Aguirre,  C.  (Natl.  U.  Cordoba  2nd  Dept. 
Clin.  Surg.,  Argentina),  M.  Halabi  and  A.  A. 
Diaz.  CEl]   (Caracas )    25(3) : 21 3-223 ,  1971, 


5779      HYPERTROPHIC  GASTROPATHY  WITH  HYPER- 
SECRETION AND  GASTRIC  PROTEIN  LOSS. 
(E.)   Roberts,  H.  J.  V.  (Royal  Brisbane  Hosp., 
Brisbane,  Australia).  Aust.    NZ  J.    Med.    l(l): 
69-71,  1971. 


5780      CONGENITAL  M I CROGASTR I  A.   (Fr.)   Schulz, 
R.  D.  (Univ.  Pediatr.  Clin.,  Dusseldorf, 
Germany).  Ann.   Radiol.    l'((3-'4) : 285-287,  I97I. 


577^*      PATHOGENESIS  OF  THE  MALLORY-WE  I  SS 

SYNDROME.   (Ger.)   Mittermayer,  C.  (U. 
Freiburg  Pathol.  Inst.,  Germany),  H.  Thiele,  G. 
Spi liner  and  P.  Ostendorf.  Beitr.    Pathol.    Anat. 
UkW:kk-62,    1971. 

Mai  lory-Weiss  syndrome  was  diagnosed  in  only  5 
autopsied  patients  (3  men  and  2  women,  aged  23-90 
yr)  out  of  2010.   Of  these  5  patients,  only  2  had 
severe  vomiting  (caused  by  uremia  and  an  esopha- 
geal carcinoma,  resp.)  before  death  and  only  1 
patient  had  a  history  of  alcoholism.   Histological 
examination  of  the  stomachs  revealed  that  in  k 
cases  many  microthrombi  were  present  in  the 
stomach  wall,  resulting  in  localized  necrosis  and 
probably  in  mucosal  lacerations.   Thrombocytopenia 
and  blood  clotting  disorders  causally  related  to 
septicemic  shock  were  present  in  2  patients.   In 
a  man  with  an  esophageal  carcinoma,  Mai  lory-Weiss 
syndrome  was  partially  attributed  to  the  indirect 
effect  of  radiation  (total  of  6OOO  r).   Chronic 
erosive  gastritis  was  present  in  another  patient 
who  had  been  given  large  doses  of  cortisone  over 
a  long  period  for  aplastic  anemia.   The  diagnosis 
of  Mai  lory-Weiss  syndrome  was  not  established 
before  death  in  any  of  these  5  patients. 


5781      PHYTOBEZOAR  OF  THE  STOMACH  COMPLICATING 

GASTRO-ENTEROSTOMv.   REPORT  OF  A  CASE. 
(E.)   Isbister,  W.  H.  (Cleveland  Clin.  Found., 
Ohio).  Br.   ,T.   Surg.    58(7) :550-553,  1971. 


5782      GASTROSCOPY  IN  GASTRIC  HAEMORRHAGE. 

(Cz.)   Maratka,  Z.  (Na  Bulovce  Hosp., 
Prague),  J.  Nedbal  and  M.  Paleckova.  Cesk. 
Gastroenterol.    Vyz.    25(2): 63,  I97I. 


5783      SUCTION  BIOPSY  OF  GASTRIC  MUCOSA  IN 

CASES  OF  GASTRITIS  COMPLICATED  BY 
PEPTIC  ULCER,  CARCINOMA  AND  POLYP  OF  THE  STOMACH. 
(Jap.)   Suzuki,  T.  (Gifu  U.  Sch.  Med.,  Japan). 
Aata  Soh.    Med.    Univ.    Gifu    18(2)  :  1  21 -1  5'(,  I970. 


5784      CLINICAL  ANALYSIS  AND  NEW  HISTO- 
PATHOLOGICAL  FINDINGS  ON  EROSIVE 
GASTRITIS  OBSERVED  IN  THE  RESECTED  STOMACH  WITH 
BENIGN  ULCER.   (jap.)   Furuya,  K.  (Keio  U.  Sch. 
Med.,  Tokyo).  Nippon  Shokakibijo  Gakkai   Zasshi 
(Jap.    J.    Gastroenterol.)    67(1 2) : 1 1 1 5-I 1 26,  I97O. 


5775      RESULTS  OF  SURGERY  IN  STOMACH  CANCER: 
PERSONAL  EXPERIENCE.   (Ger.)   Maurer, 
W.  (Forchheim  City  Hosp.,  Germany)  and  V.  D. 
Buchholz.  Z.  Gastroenterol.    9(/))  :246-255 ,  1970. 


5785      ACUTE  NECROSIS  OF  THE  STOMACH  FOLLOWING 

INGESTION  OF  HYDROCHLORIC  ACID.   (Sp.) 
Manana,  J.,  E.  Zito  and  W.  Liard.  Cir.    Uruguay 
'tO(3):251-255,  1970. 


5776      RADIOLOGICAL  SIGNS  AND  INCIDENCE  OF 

THE  GASTRIC  MANIFESTATION  OF  MALIGNANT 
LYMPHOMA.   (Ger.)   Hilweg,  D.  (Univ.  Radiol. 
Clin.,  Hamburg-Eppendorf ,  Germany)  and  D.  Novak. 
2.  Gastroenterol.    9 C*) : 277-284,  I971. 


5786      COMPLICATIONS  OF  GASTRIC  HETEROTOPIC 

PAfJCREAS:   T\JO  CASE  REPORTS.   (E.) 
McGarity,  '/.  C.  (Emory  U.  Sch.  Med.,  Atlanta, 
Ga.)  and  C.  W.  Perry.  Am.    Surg.    37(2): 77-79, 
1971. 


5777      TREATMENT  OF  GASTRIC  DYSPEPSIA  WITH 

THE  ANTIHISTAMINE  MEDRIN  -  COMPARISON 
WITH  METOCLOPRAMIDE  (PRIMPERAN)  THERAPY.   (Sl.) 
Jaro5,  F.,  R.  Kratnov^  and  E.  GoC^r.  Cesk. 
Gastroenterol.    Vyz.    25(5) : 204-208,  1971. 


5787      TUBE  GASTROSTOMY  IN  MAJOR  ABDOMINAL 
SURGERY  OF  THE  AGED,  AND  A  MODIFIED 
GASTROSTOMY  TUBE.   (E.)   Torrado,  R.  A.  (St. 
Francis  Hosp.,  Miami  Beach,  Fla.).  J.    Abdom. 
Surg.    13(4): 82-83,  1971. 
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5788      A  RARF.  CASF.  OF  GASTRIC  PHYTOBEZOAR. 

(Bui.)   Markov,  D.  Kliirurgiia    (Sofiia) 
2't(l):98-100,  1971. 


5789      PSEUDOCYST  I C  NEURINOMA  OF  THE  STOMACH. 

(Bui.)   Sedloev,  S.  and  R.  Takov. 
Khirurgiia    (Sofiia)    24  ( 1 ) : 1 1 4-1 1 7 ,  1971. 


Hosp.  Paris),  P.  Delavierre,  G.  Terris  and  D. 
Blanc.  Sem.    nop.    Paris   47 (l «) :  1  1  03-1  I86,  1971. 


5BOO      EPIDERMOID  CARCINOMA  OF  THE  STOMACH. 

(Fr.)   Cornet,  A.  (Laennec  Hosp.,  Paris) 
J.  Roge,  P.  Delavierre  and  H.  Merillon.  Sem. 
Hop.    Paris   47(18) :1 173-1176,  1971. 


5790      GASTRIC  POLYPOSIS  WITH  THE  CONTRIBUTION 

OF  TWO  CASES.   (Bui.)   Kircev,  l.,_D. 
Tagarov  and  T.  Karavasilev.  Khirurgiia    (Sofiia) 
24(0:87-89,  1971. 


5801      THE  ORIGIN  OF  PROTRUDING  TYPES  OF  EARLY 

GASTRIC  CANCER.   POLYPOGENIC  CANCER 
AND  POLYPOID  CANCER.   (Jap.)   Muto,  T.  (U.  Tokyo 
Sch.  Med.)  and  K.  Doci.  Stomach  Intest.     (Tokyo) 
6(0:9-18,  1971. 


5791       FURTHER  CONSIDERATIONS  ON  SEVERE 

DIARRHEA  FOLLOWING  VAGOTOMY.   (Bui.) 
Hadzlev,  D.  and  Z.  Bahariev.  Kliirurgiia    (Sofiia) 
24(0:74-75,  1971. 


5792      THE  PATIENT  AFTER  OPERATIONS  ON  THE 

STOMACH.   (GerO  Muller  Wieland,  K. 

(U.  Hamburg  1st  Med.  Clin.,  Germany).  Med.    Welt 
22(10):357-36l,  1971. 


5793      ETIOLOGIC  IMPORTANCE  OF  LAMBDA  IN 

CHRONIC  GASTRITIS.   (Rus.)   Ishchuk, 
A.  G.  Med.    Parazitol.    (Mosk. )    40(l):67-71,  1971. 


5794      OSTEOMALACIA  FOLLOWING  VAGOTOMY  AND 

PYLOROPLASTY.   (E.)   Mitchell,  A.  B.  S. 
(West  London  Hosp.),  D.  Glass  and  A.  M.  Gill. 
Postgrad.   Med.   J.    47 (546) :233-237,  1971. 


5795      HISTOENZYMATIC  ASPECTS  OF  BENIGN  AND 

MALIGNANT  EPITHELIAL  TUMORS  OF  THE 
STOMACH.   (Rum.)   Dragoncea,  C.  (Grivita  Hosp., 
Bucharest,  Rumania),  G.  Aposteanu  and  T.  Sparchez. 
Morfol.    Norm.    Patol.    16(0:21-29,  1971. 


5796      METABOLIC  CHANGES  IN  THE  GASTRECTOMI ZED 
PATIENT.   THE  AGASTRIA  SYNDROME.   (Sp.) 
Balibrea  Cantero,  J.  L.  (Univ.  Sch.  Med.,  Madrid). 
Rev.    Clin.    Esp.    120(l):l-10,  1971. 


5797      POSTPRANDIAL  SYNDROME  FOLLOWING 

GASTRECTOMY.  (it.)  Camarri,  E.  (Civil 
Hosp.,  Grosseto,  Italy)  and  L.  Zaccherotti.  Riv. 
Osp.    3(2):113-128,  1971. 


5798      MALIGNANT  VILLOUS  TUMORS  OF  THE  STOMACH. 

(Fr.)   Delavierre,  P.  (Vaugirard  Hosp., 
Paris),  M.  Arsac,  J.  Hureau  and  P.  Vayre.  Sem. 
Hop.   Paris   47  ( 18) : 1 1 77-1 182,  1971. 


5802      FUNCTIONAL  AND  MORPHOLOGIC  PARALLELS 

IN  CHRONIC  GASTRITIS  AND  PEPTIC  ULCER. 
(Rus.)   Zimmerman,  I.  S.,  Z.  V.  Chernikova, 
R.  V.  Ikorskayia  and  V.  B.  Lipnitskaia.  Ter. 
Arkh.    43(4):32-36,  1971. 


5803      CONGENITAL  PYLORIC  ATRESIA:   A  REPORT 

OF  THREE  CASES  AND  A  REVIEW  OF  THE 
LITERATURE.   (E.)   Bronsther,  B.  (Booth  Mem, 
Hosp.,  New  York,  N.  Y.),  M.  R.  Nadeau  and  M.  W. 
Abrams.  Surgery   69(0:130-136,  1971. 


5804      PERFORATED  CASES  OF  GASTRIC  CANCER. 

(Jap.)  Nishi,  M.  (Cancer  Inst.  Hosp., 
Tokyo),  T.  Kanno  and  F.  Kasumi .  Stomach  Intest. 
(Tokuo)   6(4):437-443,  1971. 


5805      CARCINOMA  OF  THE  GASTRIC  STUMP.   A 

LATE  COMPLICATION  AFTER  ULCER  RESECTION. 
(Ger.)   Howanietz,  L.  (Univ.  2nd  Surg.  Clin., 
Vienna)  and  G.  Wense.  Zentralbl.    Chir.    96(13): 
437-439,  1971. 


5806  GASTRIC  RETICULOSARCOMA.   (Rus.) 
Gerasimenko,  V.  N.,  E.  0.  Kovalevskii 

and  A.  A.  ICIimenkov.  Klin.    Med.     (Mosk.)    49(3): 
41-43,  1971. 

5807  GASTROSCHISIS.   (E.)   Pegg,  S.  P. 

(Roy.  Child.  Hosp.,  Brisbane,  Australia) 
and  P.  N.  Davis.  Med.    J.    Aust.    1  (3)  :  1 '^S-l  48, 
1971. 


5808      INVESTIGATION  OF  THE  EFFECTS  OF 

METOCLOPRAMIDE  IN  SOME  DIGESTIVE 
SYNDROMES:   ROENTGENOLOGIC  AND  MANOMETRIC  FINDINGS. 
(It.)   Gerardi,  R.  (Basilotta,  Civil  Hosp., 
Nicosia,  Cyprus).  Minerva  Med.    62 (35) : I8l4-1 820, 
1971. 


5799      MALIGNANT  DEGENERATION  OF  GASTRIC 

POLYPS.   (Fr.)   Cornet,  A.  (Laennec 


5809      IIAEMATOLOGIC  CHANGES  IN  A  CASE  OF 

GASTRIC  CANCER.   (Pol.)   Przyby lowski , 
J.  (Med.  Acad.  Clin.  Intern.  Occup.  Dis.,  Zabrze, 
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Poland),  G.  Kuleszynska  and  A.  Bober. 
Lek.    26(l6):602-603,  1971. 


5810 


Pol.    Tyq. 


CLOSED  INJURY  OF  THE  STOMACH  AND 
RETROPERITONEAL  ORGANS  IN  CHILDREN. 

(Rus.)   Galchinskil,  V.  N.  and  N.  V.  Kovalchuk. 

Pediatriia   (Mask.)   50(3):78-79,  1971. 


5011      A  LESION  OF  CHRONIC  GASTRIC  EROSION 

RESEMBLING  Ma  +  lie  EARLY  CARCINOMA. 
(Jap.)   Strauszer,  T.  (j.  J.  Aguirre  Hosp. , 
Santiago,  Chile),  P.  Castillo  and  A.  Csendes. 

Stomaoh  Intest.    (Tokyo)   6(4)  :'48l -48'i,  I97I. 


5812      A  CASE  OF  GASTRIC  LIPOMA.   (Jap.) 

Toma ,  H.  (Toma  Hosp.,  Kumagaya,  Japan), 
M.  Arai  and  K.  Ro.  Stomach  Intest.     (Tokyo) 
6{k):k67-h72,    I97I. 


5814      A  CASE  OF  EARLY  GASTRIC  CANCER  (III  + 

lie)  ASSOCIATED  WITH  LINEAR  ULCER. 
(Jap.)   Nagase,  T.  (Funabashi  Cent.  Hosp.,  Japan) 
and  H.  Ohkubo.  Stomach  Intest.     (Tokyo)    6(4): 
455-459,  1971. 


5815      A  CASE  OF  lie  +  I  la  TYPE  OF  MINUTE 

EARLY  GASTRIC  CANCER  ORIGINATING  FROM 
EROSIONS  IN  THE  BOUNDARY  LINE  AREA.   (Jap.) 
Akasaka,  Y.  (Kyoto  Prefect.  U.  Med.,  Japan),  A. 
Kobayashi,  H.  Uematsu  and  K.  I.  K.  Kawai. 
Stomach  Intest.    (Tokyo)    6(3) :355-360,  1971. 


5816      CONGENITAL  ATRESIA  OF  THE  PYLORUS. 

(Ger.)   Mi ttelstaedt,  W,  (City  Hosp. 
Osnabruck,  Germany).  Zentralbl.    Chir.    96(4): 
145-149,  1971. 


5813      A  CASE  OF  ATYPICAL  EPITHELIUM  AND  LOW 
Ma  +  lie  INDEPENDENT  FROM  EACH  OTHER 
AND  YET  SEEN  BOTH  ON  THE  ANTERIOR  WALL.   (Jap.) 
Aoyama,  D.  (Osaka  Kaisei  Hosp.,  Japan),  A.  Ogino 
and  J.  Ohara.  Stomach  Intest.     (Tokyo)    6(4): 
461-465,  n71. 


5817      GASTROSCOPIC  STUDIES  ON  GASTRITIS, 

EROSION  AND  ULCER.  (E.)  Ottenjann, 
(German  Clin.  Diagn.,  Wiesbaden),  W.  RHseh  and 
Elster.  R.  C.  Rom.  Gastroenterol.  3(0:38-46, 
1971. 


See  also  numbers:  5434,  5435,  5501,  5503,  5506,  5507,  5634,  5635,  5662,  5663,  5664,  5665,  5666,  5667, 
5668,  5669,  5670,  5671,  5672,  5673,  5674,  5675,  5676,  5677,  5678,  5679,  6075 
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5OIO      PEPTIC  ULCER  OF  THE  PYLORIC  REGION. 

(E.)   Glicknan,  M.  G.  (ll.  California 
Sch.  Med.,  San  Francisco),  G.  Szenes,  P.  Loeb 
and  A.  R.  Margulis.  An.    J.    Roentgenol.    Radiun. 
Tlier.    fhicl.    lied.    113(0:147-158,  1971. 

Tlie  roentgenographic,  clinical,  and  laboratory 
findings  were  correlated  in  40  patients  witli 
ulcers  involving  the  pylorus.   Sixty-five  percent 
(26  patients)  presented  with  the  characteristic 
syndrome  of  atypical  pain,  nausea  and  vomiting, 
and  weight  loss  (pyloric  channel  syndrome). 
Classic  signs  and  symptoms  of  peptic  ulcer  ivere 
present  in  the  remaining  14  patients.   Of  7  snail 
ulcers  which  ijere  totally  within  the  pylorus,  all 
healed  when  treated  medically,  but  1  required 
surgery  6  months  later  because  of  recurrence. 
Of  the  remaining  11  small  ulcers,  the  4  on  the 
duodenal  side  of  tlie  pylorus  healed  without 
surgery,  and  5  of  the  7  ulcers  on  the  gastric 
side  responded  well  to  medical  therapy.   Tlie 
caliber  of  the  pylorus  after  healing  was  normal 


or  widened 


14  patients  and  narrow 


the 


in  4 . 


Of 


large  ulcers  (>1  cm  in  diameter)  on  the 


gastric  side  of  the  pylorus,  8  healed  without 
surgery  and  2  others  were  malignant 
tumors.   All  6  larger  ulcers  on  the  duodenal 
side  healed  with  medical  therapy.   Of  the  40 
ulcers  studied,  33  (83^)  were  healed  by  medical 
therapy,  5  patients  had  surgery,  1  had  radiation 
therapy  and  1  refused  surgery.   Gastric  secretions 
were  lowered  in  I6  of  22  patients  studied.   All 
ulcers  involving  the  pylorus  may  best  be  con- 
sidered pyloric  ulcers  regardless  of  extent, 
considering  the  lack  of  difference  in  clinical 
presentation,  course,  and  prognosis  between 
pat  i  ents . 


5819      INDUCED  ATROPHIC  GASTRITIS  FOR  THE 

TREATMENT  OF  PEPTIC  ULCER.   (E.) 
Rodriguez-Ol leros,  A.  (U.  Puerto  Rico  Seh. 
Pharm.,  Santurce),  F.  Febles  Vizcarrondo  and 
J.  F.  Taveras.  Am.    J.    Gastroenterol.    56(l):52-60, 
1971. 

Atrophic  gastritis  was  induced  in  7  patients 
with  duodenal  ulcer  by  autosens i t izat ion  with 
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gastric  proteins  in  an  attempt  to  find  a  new 
treatment  for  peptic  ulcer.   All  patients 
experienced  a  marl'.ed  reduction  of  basal  acidity, 
as  well  as  acidity  produced  by  maximun  histamine 
stimulation.   After  3  months  of  treatmemt,  all 
patients  shoived  various  degrees  of  atrophy, 
including  a  decrease  in  mucosa  thickness,  a 
rarefied  gland  density  and  a  degeneration  of 
specific  cells  which  had  become  unrecognizable 
in  certain  glands.   There  was  marl'.ed  infiltration 
mainly  of  lymphocytes.   Gastric  atrophy  and  the 
intense  hypochlorhydr ia  were  restored  to  normal  5 
months  after  discontinuing  the  injections.   In  3 
patients  who  received  booster  injections  every 
15-20  days  for  9  months,  the  persistence  of  the 
intrinsic  factor  was  indicated  by  Schilling  test 
values  of  12,  22  and  17.7^  resp.   Urinalysis, 
hemograms  and  chemical  blood  tests  were  unchanged 
by  this  treatment. 


closure  was  the  standard  treatment  of  pyloroduo- 
denal  perforation,  and  definitive  emergency 
surgery  was  rarely  performed.   The  ratio  of 
pyloroduodenal  perforations  to  gastric  perforations 
was  8:1;  gastric  perforation  patients  were  older. 
In  737  of  765  cases  treated  surgically  the 
length  of  time  between  perforation  and  operation 
was  determined  and  analyzed.   There  was  an  overall 
mortality  rate  of  l8.3'o,  but  an  operative 
mortality  of  % ,    most  of  the  nonoperative 
mortalities  being  due  to  misdiagnosis.   Both  the 
overall  and  operative  mortality  rates  increased 
with  age  and  in  women.   Of  k .1%   of  cases  who  had 
definitive  emergency  surgery,  12.51  died.   In 
81^  of  cases  who  received  simple  closure  of  the 
perforation  the  operative  mortality  was  0%.   In 
87  (36^)  of  the  fatalities  no  operation  was 
performed.   Gastric  perforation  carried  a  far 
greater  risk  than  pyloroduodenal  perforation, 
both  for  overall  and  operative  mortality. 


5820      THE  EFFECT  OF  VASOACTIVE  AGENTS  ON 

STRESS-INDUCED  GASTRIC  HEMORRHAGE  IN 
THE  RAT.   (E.)   Brodie,  D.  A.  (Merck  Inst.  Ther. 
Res.,  West  Point,  Pa.)  and  K.  F.  Hooke.  digestion 
'(('4):193-20't,  1971. 

Four  vasodepressors:   isoproterenol,  phenoxy- 
benzamine  sodium  nitrite  and  diazoxide  had  dose- 
related  effects  for  the  reduction  of  cold-plus- 
restraint-induced  gastric  hemorrhage.   However, 
only  a  h   mg/kg  dose  of  histamine  and  no  tested 
doses  of  methacholine  (O.OOI-I6.O  mg/kg)  signifi- 
cantly reduced  the  incidence  of  stress- induced 
gastric  hemorrhage.   Of  h   vasopressor  agents  studied, 
clonidine,  vasopressin,  angiotensin  and  norepine- 
phrine, only  the  first  produced  a  significant 
reduction  in  the  incidence  of  gastric  hemorrhage. 
A  synergistic  effect  was  found  between  vasopressin, 
angiotensin  and  norepinephrine  and  the  individual 
stresses  of  cold  or  restraint.   In  the  acute 
fistula  rat  all  vasopressors  or  vasodepressors 
reduced  at  least  one  parameter  of  gastric  secretion 
in  unstressed  animals.   No  relationship  was 
found  between  the  effect  of  vasoactive  drugs  on 
St ress- induced  gastric  hemorrhage  and  the  degree 
of  alteration  of  blood  pressure.   Gastric 
hemorrhage  produced  by  cold-plus-restraint  stress 
apparently  occurs  independently  of  the  amount  of 
acid  secreted  into  the  stomach.   Reduction  in 
gastric  hemorrhage  incidence  by  various  vaso- 
depressor drugs  suggests  that  some  change  in 
mucosal  vascularity  may  counteract  stress- i nduced 
gastric  hemorrhage. 


5821      TREATMENT  AND  MORTALITY  OF  PERFORATED 
PEPTIC  ULCER:   A  SURVEY  OF  852  CASES. 
(E.)   Cohen,  M.  M.  (Vancouver  Gen.  Hosp.,  British 
Columbia,  Canada).  Can.    Med.    Assoc.    J.     105(3): 
263-269-282,  1971. 

Between  1959-1963,  852  perforations  in  8^40 
individuals  (10  per  100,000  population)  with 
peptic  ulcers  occurred  in  the  Greater  Vancouver 
area.   The  male:  female  ratio  was  3.'*:1.   Simple 


5822      GASTRIC  STASIS  AFTER  VAGOTOMY  AND 

PYLOROPLASTY.   (E.)   Hoeffel ,  J.  C. 
(Univ.  Hosp.,  Nancy,  France),  D.  Benoit,  J.  Fays, 
P.  Gaucher  and  R.  Moeller.  Am.    J.    Surg.     122(3): 
365-367,  1971. 

The  clinical  and  radiologic  patterns  in  ^t 
patients  with  gastric  stasis  as  a  complication 
of  vagotomy  were  very  similar.   Chronic  dyspeptic 
symptoms  developed  after  vagotomy  and  pyloroplasty 
for  duodenal  ulcer.   All  patients  were  men  from 
30-63  yr  of  age  who  had  had  ulcers  for  many  years 
and  who  were  in  serious  clinical  condition  at 
the  time  of  operation.   Usually  these  patients 
complain  for  months  and  years  after  operation  of 
epigastric  bloating,  distension,  and  belching. 
Diarrhea  was  noted  once.   Radiographic  study 
revealed  slow  and  incomplete  emptying  of  the 
stomach  which  was  hypotonic  and  hypokinetic.   In 
all  cases,  the  antrum  was  not  homogeneous  with 
lacunar  aspects,  although  the  patients  were 
fasting.   In  one  case,  a  recurrent  phytobezoar 
appeared.   Apparently  gastric  stasis  secondary 
to  vagotomy  is  responsible  for  the  above  symptoms. 
Treatment  is  difficult,  but  is  only  medical  due 
to  the  absence  of  signs  of  occlusion. 


5823      STOMAL  OBSTRUCTION  AFTER  VAGOTOMY  IN 

THE  TREATMENT  OF  OBSTRUCTING  PEPTIC 
ULCER.   (E.)   Cerise,  E.  J.  (Tulane  U.  Sch.  Med., 
New  Orleans,  La.)  and  R.  W.  Busuttil.  Am.    J. 
Surg.    122(3):  37 1-37't,  1971. 

A  retrospective  evaluation  of  postoperative 
gastric  atony  was  made  on  'tO  patients  operated 
upon  for  obstructing  duodenal  ulcer  over  a  period 
of  10  yr.   Postoperative  gastric  atony  developed 
in  only  1  of  'tO  patients  studied;  this  patient 
had  a  partial  pyloric  obstruction  and  underwent 
antrectomy  and  vagotomy.   In  none  of  the  8 
patients  undergoing  subtotal  gastrectomy  did 
delayed  gastric  emptying  develop.   Duration  of 
nasogastric  suction  averaged  120  hr  and 
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postoperative  hospitalization  averaged  1 Oi  days. 
Antrectomy  with  vagotomy  was  performed  on  32 
patients  for  pyloric  obstruction  with  postoperative 
gastric  retention  developing  in  the  previously 
mentioned  case  (3.1%  incidence).   The  duration 
of  gastrointestinal  decompression  averaged  120 
hr  in  this  group  and  length  of  hospital  stay 
averaged  10  days.   Although  there  is  a  slightly 
lower  incidence  of  atony  in  those  patients  treated 
by  subtotal  gastrectomy,  antrectomy  and  vagotomy 
is  the  procedure  of  choice  since  this  procedure 
is  not  associated  with  the  serious  nutritional 
and  metabolic  disturbances  frequently  encountered 
following  subtotal  gastrectomy. 


582 A      EVALUATION  OF  SURGICAL  TREATMENT  FOR 

DUODENAL  ULCER.   A  PROSPECTIVE  RANDOMIZED 
STUDY.   (E.)   Irani,  F.  A.  (VA  Hosp.,  Allen  Park, 
Mich.),  E.  Berkas  and  Z.  Steiger.  fim.    J.    Surg. 
122(3)  :37'4-377,  1971. 

Of  160  operative  cases  reviewed  in  a  prospective 
randomized  study  between  1^62  and  1965,  all  85 
patients  who  had  pyloroplasty  and  vagotomy  sur- 
vived the  operation,  whereas  2  of  62  patients 
who  had  a  vagotomy  and  hemigast rectomy  died  as  a 
consequence  of  surgery.   Morbidity  including 
late  incisional  hernia  and  evisceration  was  greater 
in  the  vagotomy  ahd  hemigast rectomy  group.   Follow 
up  studies  from  3-6  yr  obtained  on  I3I  patients 
revealed  that  701  of  the  patients  undergoing 
vagotomy  and  pyloroplasty  had  desirable  results, 
according  to  a  modified  Visick  classification, 
compared  to  7k%   of  those  undergoing  vagotomy  and 
hemigastrectomy.   Six  patients  in  the  vagotomy 
and  pyloroplasty  group  had  recurrent  ulcers,  not 
seen  in  the  vagotomy  and  hemigastrectomy  group. 
Although  vagotomy  and  pyloroplasty  was  a  safer 
operation,  hemigastrectomy  appeared  to  protect 
against  an  incomplete  vagotomy. 


5825      THE  EFFECT  OF  2:2-D  I  PHENYL-'i-N-HEXA- 

METHYLENIMINO-BUTYRAMIDE  METH IODIDE  ON 
EXPERIMENTAL  CHRONIC  ULCER  IN  GLANDULAR  STOMACH 
OF  RATS.   (E.)   Hisamatsu,  T.  (Meiji  Seika  Kaisha 
Res.  Labs.,  Yokohama,  Japan),  T.  Nakazawa  and  T. 
Koeda.  Jap,    J.    Pharmacol.    21  (2)  :  1  39-I  5'(,  1971. 

The  cura-tive  effect  of  2:2-d  i  phenyl -/(-N-hexamethyl - 
enimino-butyramide  methlodide  (R-661)  on  chronic 
gastric  ulcers  was  studied  in  rats  in  which 
lesions  were  produced  by  the  clamping-cortisone 
method.   The  ulcers  so  produced  were  similar  to 
human  ulcers,  even  histologically.   When  R-661 
was  administered  in  a  dose  of  3  mg/kg/day  s.c. 
for  30  days,  the  average  extent  of  healing  and" 
mucosal  regeneration  was  also  considerably  high. 
Histologically  the  recovery  state  of  the  lesions 
was  excellent  in  the  treated  group.   The  curative 
effect  of  R-661  seemed  to  increase  directly  with 
the  duration  of  the  treatment  after  a  certain  period. 
R-661  may  have  blocked  the  impulse  conduction  in 
the  parasympathetics  and  indirectly  protected  the 
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regenerative  mucosa  from  the  secretion  of  gastric 
juice  at  the  time  of  ulcer  recovery. 


5826      A  METHOD  FOR  THE  PRODUCTION  OF  GASTRIC 

ULCERATION  IN  THE  RAT.   (E.)   Yu,  J.-Y. 
(Natl.  Taiwan  U.  Coll.  Med.,  Taipei).  J.    Formosan 
Med.   Assoc.    70(2): 63-72,  I97I. 

A  simple  method  for  the  rapid  production  of 
gastric  ulceration  in  the  rat  using  psychological 
stress  and  eliminating  physical  factors  is 
presented.   \/hen  rats  were  encaged  on  a  water 
surface,  gastric  lesions  were  demonstrated  in 
ill    (12  of  18)  at  the  end  of  h   hr,  in  78%  (\k   of 
18)  after  7  hr  and  in  all  of  18  rats  after  Ih   hr. 
Two  control  groups  were  used:   one  in  which  all 
't  limbs  of  the  rats  were  tied  to  a  wire  mesh  within 
the  cage,  and  another  in  which  the  animals  were 
similarly  restrained  and  immersed  up  to  the 
breast  in  water  of  25°  C.   In  the  first  control 
group  the  incidence  of  gastric  lesions  after  h, 
7,  and  2h   hr  were  13. U,  26.7%,  and  86.7%,  resp. 
In  the  latter  control  group  these  values  were 
80%,  86.7%,  and  100%,  resp.;  however,  in  the  Ih 
hr  group  5  out  of  15  rats  died  during  the  experi- 
ment due  to  a  lowering  of  body  temperature.   In 
all  3  groups  the  ulcers  were  found  in  the 
glandular  part  of  the  stomach  and  predominantly 
in  the  gastric  body.   Animals  weighing  over  200 
g  did  not  show  the  same  consistency  in  lesion 
production,  however,  they  did  show  uniformity  if 
starved  for  72  hr  before  the  experiment. 
Vagotomy  did  not  prevent  ulcer  formation  by  the 
first  method.   The  lesions  produced  by  this 
method  were  completely  healed  in  less  than  h 
days. 


5827      PRE-  AND  POSTOPERATIVE  "DUMPING  STUDIES" 

IN  PATIENTS  WITH  PEPTIC  ULCER.   (E.) 
Hinshaw,  D.  f?.  (Loma  Linda  U.  Sch.  Med.,  Calif.), 
R.  J.  Thompson,  Jr.  and  B.  W.  Branson.  Am.    J. 
Surg.    122(2):  269-27'),  1971. 

Preoperative  and  postoperative  dumping  studies 
were  performed  on  I30  and  'ilO  patients  with 
peptic  ulcer,  resp.,  by  the  intrajejunal  injection 
(preoperative  group)  or  p.o.  administration 
(postoperative  group)  of  hypertonic  glucose 
solutions.   Preoperative  patients'  reactions  were 
distributed  as  follows:   21%  negative;  42%  mild; 
27%  moderate  which  fully  simulated  dumping 
attacks  but  not  to  a  maximal  degree;  and  10% 
severe  which  were  similar  to  the  moderate  re- 
actions but  more  intense.   The  degree  of  increase 
in  peripheral  blood  flow  and  skin  temperature 
correlated  closely  with  the  observed  clinical 
reactions.   In  the  postoperative  group,  I87  had 
vagotomy  and  pyloroplasty,  88  had  vagotomy  and 
gastric  resection,  and  135  had  resection  without 
vagotomy.   After  vagotomy  and  pyloroplasty  there 
was  much  less  tendency  for  moderate  or  severe 
dumping  symptoms  to  develop  as  opposed  to  those 
after  gastric  resection,  particularly  when  more 
than  antrectomy  was  performed.   Fifty-three  of 
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60  patients  studied  before  and  after  surgery  had 
tlie  same  type  of  clinical  reaction  to  the 
hypertonic  glucose  test  solution  during  both 
studies;  the  other  7  had  milder  reactions. 


5828  "STRESS  ULCERS"  IN  THE  CAT  AND  THE 
EFFECT  OF  SPLANCHNIC  NERVE  SECTION. 

(E.)   Gilsdorf,  R.  B.  (Minneapolis  VA  Hosp.,  Minn.) 
and  R.  D.  Mooney.  Curr.    Top.    Surg.    Res. 
3:h(>5-h73,    1971. 

The  effect  of  sepsis,  laparotomy  and  bilateral 
splanchnic  nerve  section  on  the  incidence  and 
character  of  stress- i nduced  gastric  or  duodenal 
ulcers  was  studied  in  the  cat.   Four  days  after 
treatment,  there  was  no  significant  difference  in 
the  incidence  of  ulcers  between  cats  subjected 
to  restraint  alone  (50^),  those  subjected  to 
restraint  and  sepsis  {h5%) ,    and  those  subjected 
to  restraint  and  laparotomy  (60I) .   However, 
only  3  of  I't  cats  (211)  developed  ulcers  following 
splanchnic  nerve  section.   The  mortality  rates 
for  these  groups  were  52%,  85.'t%,  100%,  and 
47.^%,  resp.   Thus,  sepsis  was  not  influential 
in  the  formation  of  ulcers  while  splanchnic  nerve 
section  was  effective  in  decreasing  the  incidence 
of  ulcers  resulting  from  the  abdominal  surgery. 

5829  MECHANISMS  OF  STRESS- I NDUCED  STOMACH 
ULCERATIONS  IN  RESTRAINED  RATS. 

MORPHOLOGICAL  AND  FUNCTIONAL  STUDIES.   (Ger.) 
Klein,  H.  J.  (U.  Cologne  Pathol.  Inst.,  Germany), 
T.  Gheorghiu,  G.  HUbner  and  M.  Eder.  Virohoios 
Arah.    [Pathol.   Anat.]    352  (3) : 1 95-208,  1971. 

Functional,  gross  and  microscopic  studies  on  hS 
totally  restrained  male  Wistar  rats  (200  g) 
revealed  3  phases  in  the  development  of  gastric 
lesions.   The  first  "adrenergic  phas«"  lasting 
approximately  3  hr  is  characterized  by  a  con- 
striction of  the  smooth  muscles  of  the  arterioles, 
thickening  of  endothelial  cells  and  almost  com- 
plete lumenal  closing.   The  resulting  disturbances 
in  circulation  cause  the  following  second 
"chol  i nerg ic-humoral  phase"  consisting  of  severe 
hypoxia  with  trophic  changes  in  the  mucosa  and 
stasis  in  the  enlarged  capillaries.  There  is 
also  a  marked  increase  in  acid  production  during 
this  phase  ('(-6  hr  of  restraint).  The  volume  of 
gastric  secretion  was  reduced  in  comparison  with 
controls  but  HCl  concentration  increased  to  over 
300%  in  comparison  to  normal  basal  values.   Strong 
contraction  of  the  gastric  wall  during  this  phase 
results  in  a  close  contact  of  the  stagnant  hyper- 
acid gastric  juice  with  the  mucous  membrane  and 
causes  the  third  "lesion  phase",  (approx.  1  hr 
after  peak  acid  production)  consisting  of  erosions 
and  ulcerations  of  the  gastric  mucosa. 


5830      GASTRIC  SURGERY  FOR  DUODENAL  ULCER: 

BILLROTH  II  PROCEDURE  AND  VAGOTOMY  IN 
10^4  PATIENTS,   (E.)   deNiord,  R.  N.  (Lynchburg, 
Va.),  S.  N.  Harris,  Jr.  and  F.  B.  Teague,  Jr. 
Am.   Surg.    37 (9) : 578-582,  1971. 


Billroth  II  procedure  and  truncal  vagotomy  was 
performed  on  1 O't  patients  with  chronic  duodenal 
ulcers,  repeat  bleeding  episodes,  obstructive 
symptoms  or  perforation  over  a  period  of  10  yr; 
a  35-yr  follow-up  was  obtained.   Most  common 
indications  for  operation  were  recurrent  bleeding 
episodes,  intractability  of  symptoms  consisting 
of  persistent  indigestion  and  pain,  and  symptoms 
of  chronicity  associated  with  duodenal  cicatrix 
or  perforation.   Of  104  patients,  3  deaths  (2.8%) 
occurred  postoperatively,  2  of  the  deaths  being 
cardiac  in  nature  and  1  resulting  from  duodenal 
blowout.   Despite  a  wide-open  Polya  anastomosis 
no  severe  dumping  syndrome  was  seen  and  only  k 
had  symptoms  approaching  postprandial  discomfort 
(weakness,  diaphoresis,  palpitations).  There 
were  12  s.c.  wound  infections,  ^4  incisional 
hernias  and  1  pancreatic  pseudocyst.   Recurrent 
ulcer  occurred  in  3  patients,  2  of  whom  were 
shown  later  to  have  Zol 1 i nger-El 1 i son  syndrome. 
There  is  apparently  little  need  to  resect 
difficult  duodenal  ulcers  because  of  the  com- 
plications that  can  ensue  and  the  prompt 
healing  of  these  ulcers  when  appropriate  gastric 
bypass  is  performed. 


5831      ULCEROGENIC  POTENTIAL  OF  THE  INCOMPLETELY 

RESECTED  ANTRUM.   (E.)   Harrison,  R.  C. 
(Vancouver  Gen.  Hosp.,  British  Columbia,  Canada) 
and  J.  L.  Stoller.  Am.    J.    Surg.    1 22(2) : 1 98-203 , 
1971. 

The  effect  of  incomplete  proximal  antrectomy 
(one  inch  remaining)  and  vagotomy  on  gastric 
acid  secretion  was  studied  in  dogs.   In  the  k 
dogs  with  incomplete  antrectomy  that  were  fully 
studied,  3  had  a  reduction  in  Heidenhain  pouch 
secretion  and  1  an  increase.   None  of  the  animals 
had  narrowing  at  the  gastroduodenal  anastomosis. 
The  average  secretion  after  partial  antrectomy 
and  vagotomy  was  f>0%   of  preoperative  levels, 
while  after  complete  antrectomy  and  vagotomy  the 
secretion  was  11%  of  normal.   Because  the  daily 
variation  in  pouch  secretion  was  large,  the 
observed  differences  were  not  statistically 
significant.   In  2  animals  treated  sequentially 
with  incomplete  antrectomy,  with  vagotomy  and  then 
complete  antrectomy,  significant  differences  in 
acid  secretion  were  observed.   Identification 
of  the  antrum-corpus  junction  seems  to  be 
important  in  certain  operative  procedures. 


5832      EXPERIMENTAL  STUDY  OF  THE  GASTROTROP I C 

AND  ANTISECRETORY  EFFECTS  OF  PROGLUMIDE 
AND  BUSCAPIN  [N-BUTYLSCOPOLAMMON I UM  BROMIDE]  IN 
SHAY  RATS  IMMOBILIZED  FOR  2'f  HOURS.   (Sp.) 
Aznar  Lopez,  J,  (C.  H,  Boehringer  Sohn  Ingeljeim 
Inst.  Exp.  Med.,  Barcelona,  Spain),  R.  Monfort 
Albelda  and  F.  Sanchez  de  la  Cuesta  y  de  Alarcon. 
Med.    Esp.    65(386):  332-337,  1971. 

The  volume  of  gastric  secretion  was  significantly 

lower  in  pylorus-1 i gated  rats  immobilized  for 

2k   hr  than  in  non immobi 1 ized  pylorus-1 igated  rats. 
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N-butylscopolammonium  bromide  (BSB;  10-30  mg/kg 
s.c.)  inhibited  development  of  gastric  ulcers, 
but  proglumide  (250-750  mg/kg/s.c.)  had  no 
effect  and  did  not  potentiate  the  action  of  BSR„ 
Significant  decreases  in  the  volume  of  gastric 
juice  occurred  when  these  rats  were  given  pro- 
glumide (750  mg/kg)  together  with  BSB  (20  or  30 
mg/kg).   Neither  of  these  drugs  had  a  significant 
effect  on  the  pH  of  gastric  Juice,  but  proglumide 
(500  and  750  mg/kg)  caused  decreases  in  the 
secretion  of  free  and  total  acid. 


5833      GASTRIC  MUCOSAL  BARRIER.   (E.)   Ivey, 

K.  J.  (Roy.  Prince  Alfred  Hosp., 
Camperdown,  Australia).  Gastroenterology    ^\ [1) : 
2A7-257,  1971. 

The  nature  and  physiologic  properties  of  the 
gastric  mucosal  barrier  and  the  part  it  plays  in 
regulating  hydrogen  ion  absorption  were  reviewed 
with  special  focus  on  its  role  in  patients  with 
gastric  ulcers,  pernicious  anemia  and  stress 
ulcers.   Decrease  in  the  acidity  of  solutions 
instilled  into  the  normal  stomach  is  mainly  due 
to  back-diffusion  of  hydrogen  ions  and  replacement 
by  sodium  ions  across  the  gastric  mucosa.   Agents 
such  as  aspirin  and  bile  salts,  which  have  been 
shown  to  alter  the  ionic  permeability  of  the 
gastric  mucosa  in  normal  human  subjects,  increase 
back-diffusion  of  hydrogen  ions.   This  may  be 
accompanied  by  protein  loss  and  bleeding  into 
the  lumen.   Increased  back-diffusion  of  hydrogen 
ions  through  gastric  mucosa  produces  mucosal 
damage,  this  perhaps  explaining  the  susceptibility 
of  antral  mucosa  to  gastric  ulcerations.   Increased 
ionic  permeability  due  to  chronic  aspirin  intake 
and/or  increased  bile  reflux  may  explain  the  role 
of  these  agents  in  the  pathogenesis  of  gastric 
ulcer  disease.   Increased  back-diffusion  of 
hydrogen  ions  as  occurs  in  some  patients  with 
gastric  ulcer,  chronic  gastritis,  rheumatoid 
arthritis,  and  stress  ulcers  (acute  erosive 
gastritis)  may  play  a  role  in  the  pathogenesis 
of  the  mucosal  lesion  and  the  associated  hypo- 
secretion  of  acid. 


5834      PERFORATING  ULCER  IN  A  DUODENAL 

DUPLICATION.   (E.)   Dickinson,  W.  E., 
S.  M.  Weinberg  and  F.  Vellios  (U.  Texas  South- 
western Med.  Sch.,  Dallas).  Am.    J.    Sura.     122(3): 
4l8-/t20,  1970. 


5835      EARLY  SELECTION  OF  PATIENTS  FOR  DUODENAL 

ULCER  SURGERY:   A  NEW  METHOD  UTILIZING 
pH  TELEMETRY.   (E.)   Yarbrough,  D.  R. ,  III  (Med. 
U.  South  Carolina,  Charleston),  J,  C.  McAlhany, 
Jr.  and  M.  G.  Weidner,  Jr.  Curr.    Top.    Sura.    Res. 
3:h]7-h2k,    197I. 


5836      JAUNDICE  AS  A  COMPLICATION  OF  DUODENAL 

ULCER.   (E.)  Onstad,  G.  R.',    N.  A. 
Christensen  and  L.  A.  Smith.  Surg.    Clin.    North 
Am.    51('4):805-892,  1971. 


5837      FALSE  ANEURYSM  ASSOCIATED  WITH  GASTRIC 

ULCER.   REPORT  OF  A  CASE.   (E.) 

Clemens,  F.  (Cent.  Hosp.,  Vasteras,  Sweden). 
Radiology    1 01 (1 ) :85-86,  I971. 


5838      BASAL  GASTRIC  SECRETION  AND  PEROPERATIVE 

DETERMINATION  OF  GASTRIC  ACID  SECRETION 
IN  SURGICAL  TREATMENT  OF  PEPTIC  ULCER.   (Sp.) 
Diez  Gascon,  A.  (Milit.  Hosp.,  Barcelona,  Spain), 
J.  Vidal  Sans  and  J.  Guerrero.  Rev.    Esp.    Enferm. 
Apar.    Dig.    3't  (6) :  595-628,  I971. 


5839      CONSIDERATION  OF  THE  TREATMENT  OF 

PEPTIC  ULCER.   (Sp.)   de  Miguel,  J. 
Rev.    Esp.    Enferm.    Apar.    Dig.    3't  (6) :  629-6'tO,  1971 


58^*0      PERITONEAL  FOREIGN  BODY  GRANULOMATOSIS 

AFTER  PERFORATING  DUODENAL  ULCER. 
REPORT  OF  A  CASE.   (E.)   Myllarniemi,  H.  (U. 
Helsinki  2nd  Dept  Surg.).  Acta  Chir.    Soand. 
137(2):189-191,  1971. 


5841      RADIOGRAPHIC  STUDIES  OF  GASTRIC  ULCER 
SCAR.   (Jap.)   Komata,  N.  (Nippon  Med. 
Sch.,  Tokyo).  Nippon  Igaku  Hoshasen  Gakkai 
Zasshi    (Nippon  Aata  Radiol.)    30(1 0)  :6'(-8'4,  1970. 


5842      CLINICAL  OBSERVATION  OF  THREE  CASES  OF 

GIANT  ULCER  OF  THE  STOMACH.   (Bui.) 
Mintchev,  M.  and  I.  Badev.  Med.    Probl.     (Plovdiv) 
22(5-6) :77-03,  1970. 


5843      DISORDERS  AFTER  PARTIAL  GASTRECTOMY. 

REVIEW  OF  ino  CASES.   (Por.) 
Pinto  Correia,  J.  (Sch.  Med.,  Lisbon,  Portugal), 
E.  Monte iro  and  A.  Baptista.  J.    Soa.    Ciena. 
Med.   Lishoa   1  34(8)  :771 -79't,  1970. 


5844      GASTRIC  CARCINOMA  DEVELOPING  AFTER 

SURGERY  FOR  PEPTIC  ULCER.   (E.) 
Graves,  H.  A.,  Jr.  (Vanderbilt  U.  Sch.  Med., 
Nashville,  Tenn.)  and  J.  L.  Herrington,  Jr. 
Am.    Surg.    37(2): 73-76,  I97I. 


5845      STUDY  OF  THE  ANTIULCER  PROPERTIES  OF 

DOGMATIL  (SULPIRIDE)  IN  GASTROENTEROLOG I C 
DISEASES.   (Fr.)   Maes,  M.  J.  J.    Med.    Chir. 
Prat.    142(13) :483-494,  1971. 


5846      SUBDIAPHRAGMATIC  VAGOTOMY.   A  TECHNICAL 

MANEUVER.   (E.)   Smith,  E.  B.  (St. 
Francis  Gen.  Hosp.,  Pittsburgh,  Pa.).  J.    Natl 
Med.    Assoc.    63  (1 ):  1.5-39,  1971. 


5847      THE  RETAINED  GASTRIC  ANTRUM:   CLINICAL 

CONSIDERATIONS.   (E.)   Van  Heerden, 
J.  A.  (Univ.  Minnesota  Mayo  Grad.  Sch.  Med., 
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Rochester),  P.  E.  Bernatz  and  R.  A,  Rovelstad. 
Mayo  Clin.   Proa.    '(6(1 ):  25-20,  1971. 


5848      CLINICAL  EXPERIENCE  WITH  ACUTE  PEPTIC 

GASTROINTESTINAL  ULCERS.   (E.) 
David,  E.  (U.  Minnesota  Mayo  Grad,  Sell.  Med., 
Rochester),  D.  C.Mcllrath  and  J.  A.  Higgins. 
Mayo  Clin.   Proa.    k(>(])  :]5-2k ,    1971. 


585^4      DEOXYRIBONUCLEASE  ACTIVITY  OF  THE 

DUODENAL  JUICE  IN  SOME  DIGESTIVE  TRACT 
DISEASES.   (Rus.)   Nuzhina,  V.  S.  Ter,    Arkh. 
43  Ct): 36-40,  1971. 


5855      IRON  AND  COBALT  METABOLISM  IN  PEPTIC 

ULCER  PATIENTS.   (Rus.)   Paraschak, 
A.  P.  Ter.   Arkh.    43(4):25-28,  1971. 


5849      THE  ROLE  OF  THE  VAGUS  IN  HEMORRHAGES 
FROM  DUODENAL  ULCERS.   (Hun.)   Alant, 
0.  (Semmelwels  Med,  U.,  Budapest)  and  G. 
Zslgmond.  Nagy.    Sebesz.    24(l):33-37,  1971. 


5850      TREATMENT  AND  PROPHYLAXIS  OF  PEPTIC 

ULCER  IN  CHILDREN.   (Rus.)   Netakhata, 
Z.  N.  Pediatriia    (Mosk. )    50(5): 22-26,  1971. 


5851      ADVANCES  IN  TREATMENT  OF  PERFORATED 
GASTRIC  AND  DUODENAL  ULCER.   (Pol.) 
Goral,  R.  (Med,  Acad  Surg.  Inst.,  Poznan,  Poland) 
Pol.    Tyg.   Lek.    26(8) : 285-287,  1971. 


5852      ULCER  OF  THE  STOMACH  AS  STAGNATING 
ULCER.   INDICATIONS  AND  RESULTS  OF 
CONSERVATIVE  SURGICAL  TREATMENT.   (it.) 
Imperati,  L.  (United  Hosp.,  Foggia,  Italy),  C. 
Natale  and  A.  Altieri.  Rif.   Med.    85(5) : 125-132, 
1971. 


5856      CONTENT  AND  DISTRIBUTION  OF  GLYCOGEN 
AND  LIPIDS  IN  THE  MUCOUS  MEMBRANE  OF 
THE  BODY  AND  PYLORIC  REGION  OF  THE  STOMACH  IN 
DUODENAL  ULCER  PATIENTS,   (Rus.)   Nalivaiko, 
D.  G.,  E.  M.  Tantsiura  and  I.  V.  Baltaitis. 
Ter.   Arkh.    43(4): 29-31,  1971. 


5857      GLUCOCORTICOID  AND  ANDROGENIC  ACTIVITY 

OF  THE  ADRENALS  IN  GASTRIC  AND  DUODENAL 
ULCER.   (Rus.)   Mizin,  V.  T.  Ter.   Arkh.    43(2): 
68-73,  1971. 


5858      THOMAS  iJL  IZARD  CURLING:   THE  MAN  AND 
THE  ULCER.   (E.)   Lamb,  F.  S.  (Wayne 
State  U.  Sch.  Med.,  Detroit,  Mich.),  Y.  J. 
Silva  and  A.  J.  Walt.  Surgery   69(4) :646-649, 
1971. 


5059      PERFORATION  DUE  TO  GASTRIC  AND  DUODENAL 

ULCERS,  (Jap.)  Namiki,  M.  (Hokkaido 
U.  Sch.  Med.,  Sapporo,  Japan),  T.  Sekiya  and  T. 
Morooka.  Stomach  Intest.  (Tokyo)  6(4) :429-436, 
1971. 


5853      ACIDITY  OF  GASTRIC  JUICE  AND  CARBOHYDRATE 

TOLERANCE  IN  CHRONIC  PEPTIC  ULCER. 
(Pol.)   Bojanowicz,  K.  (Med.  Acad.  1st  Intern. 
Dis.  Clin.,  Lodz,  Poland)  and  A.  Zubowski .  Wiad. 
Lek.    24(4):301-307,  1971. 


5860      RADIOTELEMETRIC  INDICES  OF  THE  ACID 

FORMING  FUNCTION  OF  THE  STOMACH  IN 
PATIENTS  WITH  PEPTIC  ULCER  DEPENDING  UPON  THE 
STAGE  OF  THE  DISEASE.   (Rus.)   Troian,  N,  F. 
Ter.   Arkh.    43(4): 22-25,  1971. 


See  also  numbers:   5510,  5636,  5751,  5893, 
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5861      FREQUENCY  OF  WOUND  COMPLICATIONS  AFTER 
SURGERY  FOR  SMALL  BOWEL  OBSTRUCTION. 

(E.)   Larsen,  E.  and  \/.  J.  Pories  (Cleveland 
Metropol.  Gen.  Hosp.,  Ohio).  Am.    J.    Sura.    122(3)- 
384-386,  1971. 

The  records  of  143  patients  who  underwent  surgery 
for  small  intestine  obstruction  between  1959  and 
1969  revealed  a  201  incidence  in  wound  complica- 
tions. There  were  2k   suppurative  wound  infections, 
3  wound  dehiscences  and  1  case  of  cellulitis. 
Entry  into  the  intestine  (36  intestine  resections, 
10  perforations  and  8  enterostomies  for  decom- 
pression) was  associated  with  a  high  incidence 
of  wound  infection  (76I) .   Antibiotics  did  not 
appear  to  prevent  wound  complications  with  79^ 
of  treated  patients  developing  wound  complications. 
The  79  patients  whose  symptoms  were  present 
longer  than  48  hr  accounted  for  68%  of  all  wound 
problems.   There  was  no  relationship  between 
wound  complications  and  location  of  obstruction  or 
patient  sex  or  age.   Early  operation,  careful 
technique  and  perhaps  delayed  primary  wound 
closure,  especially  in  those  patients  requiring 
enterostomy  or  resection,  should  help  to  reduce 
the  incidence  of  wound  abscess  and  dehiscence 
in  these  patients. 


5862      DUODENAL  OBSTRUCTION  BY  THE  SUPERIOR 

MESENTERIC  ARTERY  IN  BEDRIDDEN  COMBAT 
CASUALTIES.   (E.)   Wayne,  E.  (U.  Colorado  Sch. 
Med.,  Denver),  R.  E.  Miller  and  E.  Eiseman. 
Ann.    Surg.    1 74 (3) :339-345 ,  1971. 

Radiologic  examinations  performed  on  5  bedridden 
combat  veterans  revealed  gastroduodenal  dilatation 
and  obstruction  to  passage  of  contrast  material 
through  the  third  portion  of  the  duodenum  in  all 
patients.,   Fluoroscopy  revealed  peristaltic 
waves  pounding  through  a  dilated  duodenum.   The 
distance  from  the  superior  mesenteric  artery 
(SMA)  at  the  point  of  duodenal  crossing  to  the 
anterior  border  of  the  aorta  in  all  5  patients 
was  2  or  3  mm  as  compared  to  normal  SMA  to  aorta 
distances  of  7  to  20  mm.   Each  patient  had  been 
immobilized  for  prolonged  time  periods  (8  to  12 
weeks)  prior  to  this  study  and  the  average  weight 
loss  was  65  pounds  during  this  period.   Contrast 
roentgenograms  were  helpful  in  the  early  diagnosis 
of  duodenal  obstruction  by  the  SMA  in  these 
patients.   Oral  feeding  in  a  face-down  position 
on  a  Stryker  Frame  relieved  the  obstruction  and 
restored  normal  nutrition  without  the  need  tor 
surgical  bypass. 


5863      ORAL  GLUCOSE  IN  REDUCTION  OF  JEJUNOSTOMY 

-EFFLUENT.   (e.)   Kendall,  M.  J.  (Queen 
Elizabeth  Hosp.,  Birmingham,  England)  and  C  F 
Hawkins.  Lanoet   2 (7721 ) :4l 1 -41 2 ,  I97I. 

Acase  history  was  reported  of  a  65-yr-old  male 
with  ulcerative  colitis  who  had  a  massive  (I/3) 


resection  of  the  small  intestine  and  colectomy. 
The  main  problem  in  this  patient  was  a  large 
fluid-  loss  (5-6  liters/day)  for  which  there  was 
no  possibility  of  compensatory  increase  in 
absorption  by  the  colon.   Normal  measures  (i.v. 
replacement  and  subsequent  oral  salt  supplements) 
to  control  fluid  loss  were  uniformly  unsuccessful. 
Since  this  situation  was  very  similar  to  that 
produced  by  cholera,  treatment  with  oral  glucose 
(100  g/day  for  12  months)  was  initiated  and 
shown  to  be  effective.   Glucose  enhances  the 
absorption  of  water  and  electrolytes,  presumably 
by  potentiating  the  sodium  pump.   Neither  fructose, 
galactose,  nor  a  combination  of  glycine  and 
glucose  were  of  any  value  when  compared  to  glucose 
alone. 


5864      MANAGEMENT  OF  GASTROINTESTINAL  FISTULAS. 

(E.)   Sheldon,  G.  F.  (U.  California 
Dept.  Surg.,  San  Francisco),  15.  N.  Gardiner, 
L.  W.  Way  and  J.  E.  Dunphy.  Surq.    Gimeaol.' 
Obstet.    133(3) :385-389,  1971.   ' 

The  records  of  51  patients  treated  for  gastric 
or  duodenal  fistulas  (9  patients),  fistulas  of 
the  small  intestine  (29)  and  colonic  fistulas 
(13)  since  1964  were  reviewed.   The  underlying 
diseases  most  commonly  observed  In  these  patients 
were  duodenal  ulcer,  carcinoma  of  the  cervix, 
uterine  myomas,  regional  enteritis  and  ulcerative 
colitis.   The  primary  cause  of  the  fistula  was 
surgical  complications  in  36  cases  (70%).   A 
specific  but  flexible  plan  of  management  of  these 
patients  included  adequate  nutrition  by  I.v. 
hyperalimentation,  control  of  infection,  balance 
of  electrolytes,  delineation  of  the  anatomy  of 
all  fistulas  by  various  diagnostic  techniques, 
and  surgery  only  to  control  sepsis  or  if  the 
fistula  failed  to  close.   Closure  of  the  fistula 
was  performed  in  77%  (7)  of  the  gastroduodenal 
group,  76%  (22)  of  the  small  Intestine  group, 
and  100%  (I3)  of  the  colon  group;  the  mortality 
due  to  the  fistula  being  23%,  14%,  and  0%,  resp. 
Patients  with  fistulas  of  the  stomach  and  duodenum 
(high^output  fistulas)  had  an  overall  mortality 
of  16%  (6  of  38),  while  76%  were  successfully 
treated  and  8%  had  minimal  fistula  drainage. 


5865      SYMPATHOLYTIC  TREATMENT  OF  "PARALYTIC" 

ILEUS.   (E.)   Petri,  G.  (Univ.  Med. 
Sch.,  Szeged,  Hungary),  J.  Szenohradszky  and  K. 
P6rsz^sz-Gibiszer.  Surgenj   70(3) -.^S^-^Gj ,    I971. 

■A  group  of  211  surgical  patients  with  "paralytic" 
ileus  were  treated  with  chlorpromaz i ne  (98), 
trifluperidol  (71),  or  a  combination  of  one'of 
these  drugs  and  neostigmine  or  distigmine. 
Chlorpromazine  and  trifluperidol  enhanced 
peristaltic  activity  in  normal  controls,  especially 
in  the  gastric  wall  and  jejunum,  and  restored 
peristalsis  In  those  with  "paralytic"  Ileus. 
One  Injection  was  usually  sufficient  to  relieve 
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ileus.   The  effect  of  the  drug  was  enhanced  by 
an  enema  given  SO-'tO  min  after  the  injection. 
Both  drugs  proved  particularly  helpful  in  relieving 
gastric  retention  associated  with  "paralytic" 
ileus.   Patients  suffering  from  peritonitis  also 
responded  to  the  sympatholytic  treatment  with 
restored  bowel  sounds,  passage  of  gas  and  fre- 
quently of  stool.   Good  treatment  results  were 
found  in  OO  out  of  98  for  chlorpromazi ne,  68  of 
71  for  trifluperidol,  and  h2   of  hi   for  combined 
treatment . 


5866  RESISTANCE  TO  TETRODOTOXIN  IN  THE 
ISOLATED  ILEUM  OF  THE  RAT.   (E.) 

Goldenberg,  M.  M.  (Norwich  Pharm.  Co.,  N.  Y.). 
J.    Pharm.    Pharmacol.    23 (8) : 621 -622 ,  1971. 

5867  INTESTINAL  MALROTATION  WITH  MIDGUT 
VOLVULUS  OCCURRING  WITH  AGANGL I ONOS I S 

OF  COLON  AND  TERMINAL  ILEUM  IN  A  NEWBORN  INFANT. 
(E.)   Fonkalsrud,  E.  W.  (UCLA  Sch.  Med.,  Los 
Angeles,  Calif.),  A.  R.  Christiansen,  S.  Park 
and  M.  T.  Gyepes.  Am.    Surg.    37  (9) : 573-577 ,  1971 


5873      ELEMENTAL  DIET  IN  THE  MANAGEMENT  OF 

THE  INTESTINAL  LESION  PRODUCED  BY  5- 
FLUOROURACIL  IN  THE  RAT.   (E.)   Bounous,  G, 
(Univ.  Hosp.  Ctr.,  Sherbrooke,  Quebec,  Canada), 
J.  Hugon  and  J,  M.  Gentile.  Can.    J.    Surg. 
l't(5):298-311,  1971. 


5874  DIFFERENTIATION  OF  ACUTE  NONSPECIFIC 
JEJUNITIS  FROM  MECHANICAL  SMALL  BOWEL 

OBSTRUCTION^  (E.)  Clemett,  A.  R.  (U.  Miami  Sch. 
Med,,  Fla.)  and  D.  A.  Inkeles.  Radiology  101(1): 
87-91,  1971. 

5875  INTESTINAL  DISORDERS  IN  HYPOTHYROIDISM. 
CLINICAL  AND  MANOMETRIC  STUDY.   (E.) 

(St.  Pierre  Hosp.,  Brussels,  Belgium)  and  P.  A, 
Bastenie.  Am.   J.    Dig.    Dis.    1 6(8) : 723-727 ,  1971. 

5876  A  CASE  OF  MULTIPLE  INTESTINAL  FISTULAS. 
(Sp.)   Gajo  Reyero,  R. ,  P.  Mateu  Simo 

and  J.  Puig  Lacalle.  Barcelona  OMir.    l't(5): 
365-367,  1970. 


5868  THE  MASSIVE  RESECTION  OF  THE  SMALL 
INTESTINE.   STUDY  OF  THREE  CASES.   1. 

SURGICAL  AND  ANATOMICAL  ASPECTS.   (Fr.)   Kestens, 
P.  J,  (Leopold  III  laan  39,  Heverlee,  Belgium), 
R  Fiasse,  J.  C.  Orban  and  F.  Meersseman,  Acta 
Gastroenterol.   Belg.    3'*  ('♦"S) :  368-385,  1971. 

5869  THE  MASSIVE  RESECTION  OF  THE  SMALL 
INTESTINE.   STUDY  OF  THREE  CASES.   II. 

METABOLIC  AND  DIETETIC  ASPECTS.   (Fr.)   Fiasse, 
R.  (P.  Poulletlaan  5,  Kessel-Lo,  Belgium),  P.  J. 
Kestens,  C.  Harvengt,  L.  Pi  ret  and  C.  Nagantde 
Deuxchalsnes.  Acta  Gastroenterol.    Belg.    3'*(4-5): 
386-'40'4,  1971. 

5870  METABOLIC  STUDY  AFTER  RESECTION  OF  THE 
MESENTERIC  SMALL  INTESTINE  AND  THE 

RIGHT  HEMICOLON  ON  ACCOUNT  OF  MESENTERIC  INFARCT. 
(Fr.)   Kiekens,  R.  (Brugmann  U.  Hosp.,  Brussels, 
Belgium),  E.  Welch  and  C.  Debatice.  Acta 
Gastroenterol.    Belg.    3^('*-5)  :36l-367,  1971. 

5871  HUMAN  GASTRIC  SECRETORY  STUDIES  FOLLO\JING 
DISTAL  SMALL  BOWEL  BYPASS,   (E.) 

Buchwald,  H.  (U.  Minnesota  Dept.  Surg.,  Minnea- 
polis) and  R.  L,  Varco.  Curr.    Top.    Surg.    Res. 
3:it09-'4l5,  1971. 

5872  DISSEMINATED  INTRAVASCULAR  COAGULATION, 
NONBACTERIAL  THROMBOTIC  ENDOCARDITIS 

AND  ADULT  PULMONARY  HYALINE  MEMBRANES  -  AN 
INTERRELATED  TRIAD?   REPORT  OF  A  CASE  FOLLOWING 
SMALL  BOWEL  RESECTION  FOR  A  STRANGULATED  INGUINAL 
HERNIA.   (E.)   Horwitz,  C.  A.  (Mt.  Sinai  Hosp., 
Minneapolis,  Minn.)  and  P.  C.  J.  Ward.  Am.    J. 
Med.    51(2):272-280,  1971. 


5877      DIVERTICULOSIS  OF  THE  SMALL  INTESTINE, 

(Sp.)   Suaya,  H.  (Sch.  Med.  Surg. 
Clin.,  Montevideo,  Uruguay).  Cir.    Uruguay 
'*0(3):219-228,  1970. 


5878 


LEFT  PARADUODENAL  HERNIA:   REPORT  OF 
TWO  CASES.   (E.)   Singh,  S.  (Postgrad. 

Inst.  Med.  Educ„  Res.,  Chandigarh,  India),  H.  S. 

Sachdeva  and  I.  C.  Pathak,  Can.    J.    Surg.    ]h{Z): 

l't8-150,  1971. 


5879 


LEFT  PARADUODENAL  HERNIA:   A  NEW 
APPROACH  TO  ETIOLOGY  AND  TREATMENTo 
(E,)   Wilkinson,  G,  W,  (Univ.  Hosp.,  Saskatoon, 
Saskatchewan,  Canada).  Can.    J.    Surg.    \h{2): 
151-153,  1971. 

5880  RETROPERITONEAL  INJURY  TO  THE  DUODENUM 
BY  BLUNT  ABDOMINAL  TRAUMA:   REPORT  OF 

EIGHT  CASES.   (E.)   Wilson,  T.  S.  (U.  Alberta 
Dept.  Surg.,  Edmonton,  Canada)  and  L.  B. 
Costopoulos.  Can.    J.    Surg.    ]h{2) :^^k-]2\ ,    1971. 

5881  ILEAL  BYPASS  IN  THE  TREATMENT  OF 
SEVERE  ESSENTIAL  HYPERCHOLESTEROLEMIA. 

A  REPORT  OF  J\IO  CASES,  (Fr,)  Clot,  J,  P.,  J. 
Rouffv  J.  Loeper  and  M.  Mercadier.  Chirurgve 
97(l)':57-63,  1971. 


5882      DUPLICATION  CYST  OF  THE  DUODENUM. 

(E.)   Pecora,  D.  V.  (VA  Hosp.,  Richmond, 
Va.).  Am.    Surg.    37(2): 95-96,  I97K 
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5883      EFFECT  OF  CHANGING  CONCEPTS  UPON  THE 

DIAGNOSIS  AND  MANAGEMENT  OF  INTESTINAL 
ATRESIA.   (E.)   White,  J.  J.   (Johns  Hopkins  U. 
Sch,  Med.,  Baltimore,  Md . ) ,  J.  R.  Esterly,  P. 
Tecklenberg  and  J.  A.  Haller,  Jr.  Am     Sura 
37(l):3'*-^3,  1971. 


5884      PERITONEAL  HYPERPLASIA  WITH  MEGA- 
OESOPHAGUS,  MEGADUODENUM  AND  MEGAJEJUNIJM. 
(Fr.)   Fruchter,  Z.  (Copii  Cent.  Hosp.,  Bucharest 
Rumania).  Ann.    Radiol.     1 4  (3-4)  :  31 4,  I97I. 


5885      LEIOMYOSARCOMA  OF  THE  DUODENUM.   (E.) 

Meyers,  M.  A.  (Flower  Fifth  Ave.  Hosp., 
Y.).  Clin.    Radiol.    22 (2) :257-260, 


New  York,  N 
1971. 


5886      GROWING  UP  WITH  JUVENILE  GASTROINTESTINAL 

POLYPOSIS:   REPORT  OF  A  CASE.   (E.) 
Ray,  J.  E.  (Ochsner  Clin.,  New  Orleans,  La.)  and 
R.  J.  Heald.  Dis.    Colon  Reatum   1 4 (5) :375-380 
1971. 


5887      NODULAR  LYMPHOID  HYPERPLASIA  OF  THE 

SMALL  INTESTINE  AND  COLON  WITH 
GIARDIASIS.   A  CASE  I^ITH  BORDERLINE  SERUM  IgA 
LEVELS.   (E.)   Milano,  A.  M.  (New  York  U.  Med. 
Ctr.,  N.  Y.),  L.  R.  Lawrence  and  L.  Horowitz 
Am.    J.    Dig.    Dis.    1 6(8) : 735-737,  1971. 


INTESimr  UNDER  CLINICAL  CONDITIONS.   (Rus 
Leschinsici,  I  .  A.  ,  \l .    \l .    Trusov  and  R.  "a. 
Plastinina.  Ter.    ArV.h.    43  (4)  :  52-55,  I97I. 


580't      ILEAL  INVAGINATION  INTO  THE  CECUM  DUF 

TO  PRIMARY  CANCER  OF  THE  SMALL  INTESTINE 
(Rus  )   Mal-.arevitch,  0.  F.  Zdvavookh.r.    Belovuss 
17(2):83-84,  1071. 


5095      EXAMINATION  OF  THE  SMALL  BOWEL.   (E.) 

Merlo,  R.  B.  nCHed.    J.    3?.{2):C^2,    I971 


5896 

Radiol . 
Jankau. 
51-55,  1971. 


INTERSTITIAL  HEMATOMA  OF  THE  DUODENUM. 
(Pol.)   Wajda,  T.  (Med.  Acad  Inst. 
Gdansk,  Poland),  P.  Tonaszewski  and  0. 

Pol.    Prseal.    Radiol.    Med.    Ilukl.    35(1): 


5897      LEIOMYOSARCOMA  OF  THE  SMALL  INTESTINE 
REVEALED  BY  MESENTERIC  ARTERIOGRAPHY. 
(Fr.)   Etienne,  J.  P.  (Broussais  Hosp.,  Paris), 
J.  Ecoiffier  and  M.  Garhav.  Sem.    /top.  Paris 
47(l8):liBn-ii')2,  1071. 


3898 


EXPERIMENTAL  ENTERO-ARTERI OPLASTY  IN 
THE  DOG.   (Fr.)   Anqlade,  J.  P.  Rev. 
Corps   Sante  Armees    1  1  (''O  :857-8'^B,  1970. 


BLUNT  TRAUMA  TO  THE  SMALL  BOWEL.   (E.) 
Larmi,  T.  K.  I.  (U.  Oulu  Dept.  Surg., 

Finland)  and  E.  Vaaraniemi.  Int.    Sura      55(|)-' 

20-26,  1971. 


5B99 


DIFFUSE  ANGIOMATOSIS  OF  THE  SMALL 


INTESTINE.   (Fr.)   Delavierre,  P. 
(Broussais  Hosp.,  Paris),  J.  Guerre  and  B.  Letac. 
Sem.    Hop.    Paris   '(7 ( 18) :  1 1 87-1 1 88,  n?). 


5889      TELANGIECTASIA  OF  THE  SMALL  AND  LARGE 

INTESTINES.   (E.)   Miller,  J.  M.  (VA 
Hosp.,  Fort  Howard,  Md.)  and  A.  A.  Bulls  Jr 
J.   Abdom.    Surg.    13(4): 64-66,  I971. 


5890 
43-46,  197 


MESENTERIC  ARTERY  SYNDROME.   (E.) 
Collins,  H.  L.  J.    Abdom.    Surg.' ]Z{l) ■ 


5900      CHOLELITHIC  INTESTINAL  OBSTRUCTION. 

(Rus.)   Bel iaev,  A.  A.  and  A.  I . 
Sveshnikov.  Vestn.    Khir.     1 06 (2) :24-27,  1971. 


5901       ILEUS  IN  PUERPERIUM  AND  PREGNANCY. 

CASE  PRESENTATION.   (Ger.)   Spallek,  II. 
(Dist.  Hosp.,  Finsterwalde,  Germany).  Zentralbl 
Gynaekol.    93 (5) : 1 57-160,  1971. 


5891      A  MECHANISM  OF  THE  KINK  FORMATION 

WHICH  PRECEDES  INTUSSUSCEPTION.   (E.) 
Raymond,  R.  D.  (Johns  Hopkins  Hosp.,  Baltimore 
Md.).  Invest.    Radiol.    6(l):6l-64,  1971. 


5892      GAflQLIONEUROMATOSIS  OF  THE  ILEUM. 

(Tur.)   Inanoglu,  I.  (u.  Anl;ara  Med. 
Sch.,  Turkey)  and  A.  Oruc.  Tip.    Fak     Mec     P^f';') 
1461-1468,  1970.  ^         ^^'^ 


5893      STANDARD  TEST  FOR  ASSESSMFNT  OF  THE 
RESORPTIVE  FUNCTION  OF  THE  SMALL 


5902      GALLSTONE  ILEUS.   (Ger.)   Keuntje,  H. 

(Req.  Hosp.,  Cotthus,  Germany). 
Zentralbl.    Chir.    96(1 3) : 440-446,  I971. 


5903      DUODENAL  ATRESIA  IN  THE  NEl^BORN.   (E.) 

Gourev/itch,  A.  (United  Birmingham 
Hosp.,  England).  Ann.  R.  Coll.  Sura.  Rnql. 
48(3):l4l-158,  1071. 


5904      ANGIOGRAPHv  \n    DUODENAL  CARCINOMA. 

(E.)   Olsson,  0.  (Univ.  Hosp.,  Lund, 
Sweden).  Acta  Radiol.     ^Diaan.]    (Stoakh.) 
n(2):177-194,  1971. 
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5905      MALintJANT  TUMORS  OF  TtlE  SMALL  BW/EL  IN 

tIEOtlATES  PRESEMTIUG  WITH  PERFORAT  I  Oil. 
(E.)   EI  Shafie,  M.  (Alder  Hey  Child.  Hosp. , 
Liverpool,  England),  L.  Spitz  and  S.  Ikeda.  J. 
Fediatr.    Sura.    r,(l )  :r,2-r>'(,  1971. 


5906      INTUSSUSCEPTION:   35't  CASES  IN  10  VRARS. 

(E.)   Ein,  S.  H.  (Hosp.  Sick  Child., 
Toronto,  Ontario,  Canada)  and  C.  A.  Stephens. 
J.    Fediatr.    Surg.    6(1): 16-27,  1971. 


b"i^l 


1971 


■  BOI^EL  ISCHAEMIA 
Anonymous,  tied. 


IN  THE  NEWBORN.   (E.) 
J.    Aust.    l(9):'t57-'45!3, 


5908      PERFORATIONS  OF  THE  SMALL  INTESTINE. 

(it.)   Grassi,  G.  and  M.  Marzi. 
Minerva  Med.    62 (6) : 277-278,  1971. 


5909      EDEMATOUS  INFLAMMATION  OF  THE  ILEOCECAL 

VALVE  IN  A  CHILD.   (Pol.)   Sztaba,  R. 
(Med.  Acad.  Pediatr.  Surg.  Clin.,  Gdansk,  Poland) 
and  J.  Karcz.  Pol.    Tyg.    Lek.    25  (50)  :  1  952-1  gS'* , 
1970. 


5910      RETICULOSARCOMA  OF  MECKEL'S  DIVERTICULUM. 

(Cz.)  Jirasek,  J.  (Hosp.  Surg.  Dept. 
Kladno,  Czechoslovakia)  and  V.  Poddany.  Roshl. 
Chir.    50(2): 79-82,  1971. 


See  also  numbers:  5'*5't,  5637,  5638,  5680,  568I  ,  5682,  59'45,  60143 
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5911  GRANULOMATOUS  BOWEL  DISEASE  PRESENTING 
AS  A  BLADDER  TUMOR.  REPORT  OF  A  CASE. 
(E.)  Goldstein,  M.  J.,  D.  Bragg  and  P.  Sherlock 
(Mem.  Hosp.,  New  York,  N.  Y.).  Am.  ..  Dig.  Bis. 
16(4):  337-3'*!  ,  1971. 

A  case  of  regional  enteritis  which  presented  as 
a  bladder  tumor  is  presented.   The  granulomatous 
lesions  which  were  located  In  the  terminal  ileum 
and  rectosigmoid  areas  extended  to  the  bladder 
and  gave  the  appearance  of  a  vesical  neoplasm 
with  retrograde  cystography  and  cystoscopy.   At 
laparotomy,  enteritis  of  the  terminal  ileum  was 
noted  with  enteroenter ic  and  enterocutaneous 
fistulas,  together  with  a  large  inflammatory 
mass  which  consisted  of  terminal  ileum  with  its 
mesentery  adherent  to  the  anterior  wall  and  dome 
of  the  bladder.  The  terminal  ileum  and  cecum 
were  dissected  free  from  the  bladder,  the  terminal 
3  feet  of  ileum  were  removed,  and  a  right  hemi- 
colectomy was  performed,  with  anastomosis  of  the 
remaining  ileum  to  the  transverse  colon.   \/ithin 
3  months  the  i 1 eocutaneous  fistula  became  smaller 
and  f  i  nal ly  closed. 


5912 


E.) 


PSOAS  ABSCESS  IN  CROHN'S  DISEASE 
Kyle,  J.  (Woodend  Hosp.,  Aberdeen, 
Scotland).  Gastroenterology   61  (2)  :  1 '»9-l  55,  1971. 

In  a  series  of  I85  patients  (Aberdeen,  1955-1969) 
with  all  types  of  Crohn's  disease,  there  were  5 
patients  who  developed  psoas  abscesses.   Three 
of  the  5  patients  had  severe  intestinal  disease 
as  judged  by  a  protracted  and  complicated  clinical 
course.   By  contrast,  2  patients  first  presented 
with  a  psoas  abscess  already  present,  1  having  a 


groin  lump  and  the  other  with  flexion  of  her  hip. 
Four  other  British  patients  of  psoas  abscess 
complicating  Crohn's  disease  are  known,  most  of 
whom  had  received  steroids  at  some  time. 
However,  only  1  of  the  present  5  patients  had 
received  corticosteroids  before  a  psoas  abscess 
became  established.   Because  of  the  almost 
complete  eradication  of  tuberculosis,  a  common 
cause  of  psoas  abscess,  Crohn's  disease  is  now 
the  single  most  common  cause  of  psoas  abscess. 


5913      MEDIASTINAL  LIPOMATOSIS  COMPLICATING 

STEROID  THERAPY  OF  REGIONAL  ENTERITIS. 
(E.)  Schuman,  B.  M.  (Henry  Ford  Hosp.,  Detroit, 
Mich.).  Gastroenterology   (^\  {2) -.Ikk-lkk ,    1971. 

Mediastinal  lipomatosis  is  reported  arising  in  a 
regional  enteritis  patient  maintained  on  a  low 
daily  dose  of  dexamethasone  (0.75  mg)  for  about 
k   yr.   It  is  postulated  that  the  classic  pattern 
of  obesity  in  hypercort ici sm  be  broadened  to 
include  various  episternal  and  mediastinal  fat 
deposits.   Recognizing  the  existence  of  mediastinal 
lipomatosis  as  a  complication  of  long-term 
corticosteroid  therapy  in  patients  with  chronic 
enterocolonic  disease  will  help  avoid  unnecessary 
surgical  exploration  of  the  thorax. 


591/4      SARCOIDOSIS  ASSOCIATED  I^ITH  REGIONAL 
ENTERITIS  (CROHN'S  DISEASE).   REPORT 
OF  TWO  CASES.   (E.)   Dines,  D.  E.  (Mayo  Clin,, 
Rochester,  Minn.),  R.  A.  DeRemee  and  P.  A.  Green. 
Minn.    Med.    5'*  (8)  :6l  7-620,  1971. 

Cases  are  briefly  presented  of  2  males  both  with 
histological  evidence  of  both  sarcoidosis  and 
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regional  enteritis  of  the  distal  ileum.   Although 
the  granulomatous  lesions  seen  in  both  cases  are 
essentially  identical,  their  existence  does  not 
provide  convincing  evidence  of  a  common  cause. 
It  was  postulated  that  the  coexistence  of 
sarcoidosis  and  Crohn's  disease  in  the  same 
patient  suggests  that  a  provocative  agent  entered 
the  respiratory  and  gastrointestinal  tracts 
s  imul taneous 1 y. 


5915      ADVERSE  EFFECTS  OF  DIETARY  GLUTEN  IN 

FOUR  PATIENTS  WITH  REGIONAL  ENTERITIS. 
(E.)   Rudman,  D.  (Emory  U.  Sch.  Med.,  Atlanta, 
Ga.),  J.  T.  Galambos,  J.  Wenger  and  J.  L.  Achord 
Am.    J.    Clin.    Nutr.    2'(  (9) :  1 068-1  073 ,  1971. 

All  h   cases  of  regional  enteritis  ivere  adversely 
affected  by  the  addition  of  5-20  g  gluten  to  a 
gluten-free  diet  for  3-8  days.   Gastrointestinal 
bleeding  occurred,  and  diarrhea  and  abdominal 
discomfort  intensified  in  each  patient;  steatorrhea 
appeared  in  3  and  fever  was  seen  in  2.  The  same 
program  of  gluten  administration  in  6  co'ntrol 
subjects  for  12  days  had  no  effect.   In  all 
cases,  adverse  effects  subsided  graduall y  wi th i n 
2-h   weeks  after  discontinuation  of  gluten.   Gluten 
implicated  already  in  the  etiology  of  nontropical 
sprue  and  celiac  disease,  may  play  a  role  in 
aggravating  the  intestinal  lesion  in  regional 
enteri t  is. 


5916      REGIONAL  ILEITIS  WITH  FREE  PERFORATION 

INTO  THE  PERITONEAL  CAVITY  TWICE- 
REPORT  OF  A  CASE.   (E.)   Urea,  I.  (Reili^s^n 
Hosp   Petah  Tiqva,  Israel).  Dis.    Colon  Reatum 
l't('t):310-312,  1971. 


5917 

Aberdeen , 
1971. 


5918 


THE  MANAGEMENT  OF  CHRONIC  CROHN'S 
DISEASE.   (E.)   Kyle,  J.  (Woodend  Hosp. 
Scotland).  Ulster  Med.    J.    40(l):59-63, 


A  CASE  OF  CROHN'S  DISEASE.   (Rus.) 
Piltsov.  I.  M.  and  I.  K.  Novikova. 
Ter.    Arkh.    '(3  Ct) :  1 1 6-1 1 8,  1971. 


5919      A  CASE  OF  STENOSING  ILEITIS  (CROHN'S 

DISEASE)  CAUSING  TOTAL  MECHANICAL 
INTESTINAL  OBSTRUCTION  IN  A  CHILD.   (Rus.) 
Litvak,  B.  G.  Pediatriia    (Mosk. )    50(3):79-80, 


5920      THE  EARLY  DIAGNOSIS  OF  CHRONIC  CROHN'S 

DISEASE.  (E.)  Kyle,  J.  (Roy.  Infirm., 
Aberdeen,  Scotland).  Saott  Med.  J.  1 6 (3) • 1 97-20I 
1971.  ■      ' 


See  also  numbers:   5639,  5976,  6OI3,  6020,  6021 
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5921       INTESTINAL  ABSORPTION  OF  LACTOSE  IN 

NIGERIAN  ETHNIC  GROUPS.  (E.)  Kretchmer, 
N.  (Stanford  U.  Sch.  Med.,  Calif.),  0.  Ransome-Kuti 
R.  Hurwitz,  C.  Dungy  and  W.  Alakiia 
2(7721):392-395,  1971. 


Lanaet 


Lactose  tolerance  was  tested  in  h   major  tribal 
groups  in  Nigeria:   non-dairy  farming  and  non-milk 
drinking  people  such  as  the  Yoruba  and  I  bo  and 
in  cattle  raising,  milk  ingesting  peoples  in  the 
north  of  Nigeria,  the  Hausa  and  Fulani.   Of  h\ 
Yoruba  only  1  was  lactose  tolerant,  with  a  rise 
in  glucose  of  22  mg/lOO  ml  after  lactose  administra- 
tion.  The  17  Hausa  had  76%  malabsorption  which 
was  similar  to  levels  in  the  town  of  Fulani  (3I) 
However,  only  20^  of  nomadic  Fulani  showed 
malabsorption.   The  I  bo  had  the  same  degree  (99:^) 
of  intolerance  as  the  Yoruba.   In  the  Yoruba 
there  was  a  significant  difference  in  ability  to 
tolerate  lactose  between  infants  up  to  1  month 
of  age  and  those  aged  2-h   yr  and  adults  greater 
than  20  yr  old.   White  Semites  who  were  also 
studied  were  unable  to  absorb  lactose,  whereas 


Anglo-Saxons  could  do  so.   Individuals  with 
lactose  malabsorption  showed  no  difficulty  in 
their  ability  to  hydrolyze  sucrose.   Malabsorption 
of  lactose  encountered  after  2-3  yr  of  age  is 
apparently  genetically  normal  in  man,  whereas 
the  ability  to  absorb  lactose  efficiently  by 
adults  from  certain  ethnic  groups  may  be  related 
to  natural  selection.   Lactose-free  milk  should 
be  given  to  children  from  regions  where  mal- 
absorption is  prevalent. 


5922      PANETH  CELL  DEFICIENCY  IN  IDIOPATHIC 
STEATORRHEA.   (Ger.)   Otto,  H.  F.  (U. 
Hamburg  Pathol.  Inst.,  Germany).  Beitr.    Pathol. 
Anat.    143(4) :378-389,  1971. 

Histological  evaluation  of  jejunal  biopsy 
material  from  Ik   patients  with  celiac  disease 
revealed  complete  Paneth  cell  atrophy  in  6 
patients.   Jejunal  abnormalities  included  shortened 
crypts,  reduced  mitotic  activity,  abnormalities 
of  surface  epithelium,  dense  infiltration  of  the 
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lamina  propria  with  lymphocytes  and  plasma  cells. 
Corticosteroid  therapy  combined  with  a  gluten- 
free  diet  resulted  in  a  progressive  restitution 
and  normalization  of  the  histologic  picture  in  k 
of  6  patients.  Two  patients  with  complete  absence 
of  Paneth  cells  were  resistant  to  this  therapy 
and,  on  repeated  examination  showed  extensive 
jejunal  lesions  including  necrosis  and  desquamation 
of  the  epithelium  and  mucosal  ulceration.   Clinical 
and  histomorphologic  improvement  was  achieved  in 
these  2  patients  with  antibiotic  therapy.   It  is 
suggested  that  the  disappearance  of  Paneth  cells 
in  celiac  disease  leads  to  a  deficiency  of 
lysozyme  secretion  which  in  turn  causes  a  dis- 
turbance in  bacterial  homeostasis.   This  results 
in  an  ascending  infiltration  of  the  small  intes- 
tines with  organisms  of  the  colon,  increase  in 
bacterial  virulence,  epithelial  necrosis,  ulcera- 
tion of  mucosa,  resistance  to  therapy  and  a  poorer 
prognos  i  s. 


5923      INTESTINAL  D I SACCHARI DASE  ACTIVITY  IN 

AN  INFANT  WITH  LACTOSE  INTOLERANCE, 
(E.)   Arashima,  S.  (Hokkaido  U.  Sch.  Med., 
Sapporo,  Japan),  I.  Matsuda,  N.  Sato  and  Ho 
Yoshioka.  Helv.    Paediatr.    Acta   26(2) :21  5-21  9, 
1971. 

This  infant  was  seen  initially  at  3^   days  of  age 
because  of  vomiting  and  failure  to  thrive,  with 
a  weight  loss  of  150  g  since  birth.   Most  urine, 
cerebrospinal  and  blood  parameters  as  well  as  an 
upper  gastrointestinal  roentgenological  study 
were  normal .   Paper  chromatography  showed  the 
urine  sugar  to  be  lactose  and  its  excretion  was 
estimated  to  be  6OO  mg/day.   A  mild  generalized 
panami noacidur ia  was  also  detected.   An  oral 
lactose  tolerance  test  (2  g/kg)  performed  during 
the  acute  phase  of  the  disease  at  2  months  of 
age  showed  a  marked  increase  in  intestinal 
absorption  of  lactose  while  a  repeat  test  during 
the  convalescent  phase  at  't  months  of  age  showed 
a  normal  response.   A  small  intestinal  biopsy 
was  performed  with  a  Crosby  capsule  at  2  months 
of  age.  The  histology  of  this  specimen  was  normal 
In  this  specimen,  the  level  of  d i sacchar idases 
was  either  normal  (maltase)  or  elevated  (lactase, 
sucrase).   When  the  diet  was  changed  to  a  sucrose 
formula  there  was  still  no  increase  in  weight, 
while  the  addition  of  fructose  milk  led  to  a 
slight  increase  in  weight  and  a  gradual  cessation 
of  vomiting. 


5924      MORPHOMETRIC  STUDIES  OF  THE  JEJUNAL 
MUCOSA.   (Ger.)   Schenk,  J.  (Free  U. 
Berlin  Pathol.  Inst.,  Germany).  Beitr.    Pathol. 
Anat.    l'»'4(l):80-100,  1971. 

Measureiuents  were  made  of  the  length  of  villi, 
depth  of  crypts,  mucosal  thickness,  cell  height 
in  the  columnar  epithelium,  and  the  mitotic  index 
in  68  jejunal  biopsies  from  normal  subjects  (30) 
and  patients  with  partial  (15)  or  subtotal  (23) 
villose  atrophy  due  to  gluten-induced  enteropathy. 


Discriminant  analysis  demonstrated  that  there 
are  significant  differences  in  these  parameters 
between  normal  subjects  and  patients  with  sub- 
total villose  atrophy  but  not  between  patients 
with  partial  and  subtotal  villose  atrophy.  In 
normal  subjects  the  length  of  intestinal  villi 
decreased  with  increasing  age. 


5925      COMPARATIVE  MORPHOLOGICAL  STUDIES  OF 

THE  INTESTINAL  MUCOSA  IN  VARIOUS  FORMS 
OF  MALABSORPTION  AND  OTHER  DISEASES  IN  CHILDREN. 
(Ger.)   Vogel,  A.  (Free  U.  Berlin  Pathol.  Inst., 
Germany).  Vivahows  Arch.     [Pathol.    Anat.]    352(2): 
226-2A5,  1971. 

Histological  evaluation  (length  of  crypts  and 
villi,  mitotic  index,  quantity  of  Paneth  cells, 
cell  type  in  the  lamina  propria)  was  performed 
on  5k    intestinal  biopsies  (33  duodenal,  21 
jejunal)  from  10  children  with  celiac  disease, 
23  with  acute  hepatitis  6  with  chronic  enteritis, 
7  with  nonspecific  mucosal  damage  with  dystrophy, 
2  with  mucoviscidosis,  1  intestinal  lymphang iectas i s 
and  6  controls  (including  1  adult).   In  controls 
the  arithmetic  mean  of  the  average  length  of 
villi  was  393  u,  of  crypts  179  u  and  the  villus/ 
crypt  ratio  was  2.298.  The  average  length  of 
crypts  increased  with  increase  of  mucosal  atrophy. 
Highest  values  were  obtained  in  the  celiac  group 
(266-i»6l  u,  mean  320),  mucoviscidosis  (230-'t26, 
mean  328  y)  and  chronic  enteritis  (187-312,  mean 
260  u).   Significantly  lower  values  in  length  of 
villi  were  seen  in  celiac  disease  (90  y)  and 
hepatitis  (26'*  y).   A  classification  of  pathologic 
alterations  based  on  villus/crypt  ratio  revealed 
that  among  controls  more  than  501  of  villus/crypt 
ratios  were  between  1.6-3.5,  while  in  partial 
atrophy  more  than  70^  and  in  subtotal  atrophy 
more  than  90^  of  ratios  were  less  than  0.6. 
(this  was  most  pronounced  in  celiac  disease  where 
92.'*?$  of  the  acute  form  had  a  ratio  of  less  than 
0.6).   There  were  no  statistically  valid  differ- 
ences in  the  number  of  Paneth  cells  and  mitotic 
index  in  the  different  groups,  but  a  greater 
variation  from  the  mean  was  more  frequently  seen 
in  these  groups  than  in  controls.   In  the  lamina 
propria  there  was  a  statistically  significant 
increase  of  infiltrating  plasma  cells  and  decrease 
of  lymphocytes  in  hepatitis  and  celiac  disease 
(when  compared  to  controls). 


5926      CYTOLOGICAL  ULTRASTRUCTURE  OF  MUCOSAL 

STROMA  IN  INTESTINAL  ENTEROPATHY, 
ESPECIALLY  IN  IDIOPATHIC  STEATORRHEA.   (Ger.) 
Otto,  H.  F.  (U.  Hamburg  Pathol.  Inst.,  Germany) 
and  W.  Martin.  Virchows  Arah.     [Pathol,    Anat.] 
353(3):131-206,  1971. 

Study  of  33  jejunal  biopsies  from  22  unselected 
patients  (idiopathic  steatorrhea,  Crohn's  disease, 
Whipple's  disease,  secondary  hyperaldosteron i smus, 
chronic  pancreatitis,  Menetrier's  syndrome, 
myelopathy,  diarrhea  of  unknown  etiology,  condition 
after  Salmonella  infections)  revealed  the  presence 
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of  consistent  characteristic  h i stomorpholog ical 
changes  only  in  cases  of  celiac  sprue.  The 
changes  included  a  "flat  mucosa"  (subtotal 
atrophy  of  villi),  dense  1 ymphopl asmacyt ic 
infiltrations  in  the  lamina  propria  (kSZ    plasma 
cells,  40^  lymphocytes,  6Z   mast  cells,  5% 
macrophages,  kZ    predominantly  polymorphonuclear 
leukocytes)  and  a  significant  increase  (15.71  as 
compared  to  7-7.5^  in  normals)  in  i nterepi thel ial 
"lymphoid  round  cells"  (thel iocytes) .   Plasma 
cells  showed  morphological  signs  of  significant 
functional  activation  and  some  lymphocytes  seemed 
to  be  in  initial  stages  of  transformation 
(immunoblasts)  suggesting  that  immunological 
factors  may  be  involved  in  celiac  sprue.   The 
close  contact  and  arrangement  of  lymphocytes  and 
epithelial  cells  in  the  i nterepi thel ial  spaces 
also  indicated  immunological  function  of  these 
cells.   It  is  still  not  clear  however  if  these 
cells  are  immuno-competent  or  active  or  if  they 
are  "memory  cell"  types. 


5927      RENAL  AND  INTESTINAL  MALABSORPTION  OF 

AMINO  ACIDS  IN  LOWE'S  SYNDROME.  (Ger.] 
Colombo,  J.  P.  (Island  Hosp.,  Bern,  Switzerland)" 
Sahwezs.    Med.    Woahensahr.    1  01  (26)  :960-f572 ,  I971. 


Amino  acid  determination  (high 
phoresis  and  chromatography)  in 
of  2  boys  with  Lowe's  syndrome 
(compared  to  normal)  excretion 
acids  (leucine,  valine,  alanine 
tyrosine)  in  the  stools  of  both 
ornithine  in  1  case.   Hyperamin 
mainly  to  increased  excretion  o 
glycine,  histidine  and  arginine 
cases.   It  was  concluded  that  i 
in  addition  to  defective  renal 
there  is  also  impaired  transpor 
acids  in  the  intestines. 


5928 
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LACTOSE  MALABSORPTION  AND  MILK  REJECTION 
IN  NEGRO  CHILDREN.   (E.)   Paige,  D.  M 
(Johns  Hopkins  U.  Sch.  Hygiene  Public  Health 
Baltimore,  Md.),  T.  M.  Bayless,  G.  D.  Ferry  and 
G.  G.  Graham.  Johns  Hopkins  Med.    J      129(^)- 
I63-I69,  1971. 

A  school  lunchroom  survey  of  milk  consumption  in 
both  Negro  and  white  elementary  school  children 
was  conducted  and  lactose  tolerance  tests  were 
performed.   While  20%   of  312  Negro  children 
observed  in  each  of  2  independent  surveys  con- 
sumed less  than  half  of  their  carton  of  milk 
only  10°^  of  the  221  white  children  consumed  this 
amount.   Whereas  67%  of  all  nonmilk  drinkers 
drank  less  than  ]/h   of  their  milk,  93^  of  all 
milk  drinkers  consumed  more  than  3/4  of  their 
milk.   Parental  milk  drinking  history  revealed 
that  milk  rejection  was  greatest  by  the  mothers 
of  the  Negro  nonmilk  drinkers  (79°^)  compared  to 
33-^  of  the  mothers  of  Negro  milk  drinkers 
Approximately  60%  of  the  white  mothers  in'both 
groups  consumed  milk.   Lactose  tolerance  tests 


were  abnormal  in  ]7%   of  the  12  white  nonmilk 
drinkers  and  in  20%   of  the  15  white  milk  drinkers. 
Among  the  \h   Negro  milk  drinkers,  5  (35.7%)  had 
abnormal  tests.   Of  17  Negro  nonmilk  drinkers, 
13  (76.5%)  had  an  abnormal  rise  in  blood  sugar 
symptoms  of  lactose  intolerance  being  present  in 
85^  of  these  children.   Thus,  intolerance  seems 
to  be  an  important  factor  in  milk  rejection  in 
Negroes. 


5929      MALIGNANT  MESENTERIC  LYMPHOMA  IN  A 

PATIENT  WITH  DERMATITIS  HERPETIFORMIS 
HYPOCHLORHYDRIA,  AND  SMALL-BOWEL  ABNORMALITIES.' 
(E.)   Andersson,  H.  (Sahlgren's  Hosp.,  Goteborg, 
Sweden),  G.  Dotevall  and  H.  Mobacken.  Saand.    J. 
Gastroenterol.    6(5)  :397-3<5'}^  1971. 

A  patient  with  long  standing  dermatitis  herpeti- 
formis with  jejunal  mucosal  changes,  malabsorption, 
gastric  hypochlorhydria  and  mesenteric  lymphoma 
is  presented.   The  patient  had  symptoms  of 
intestinal  disease  for  about  25  yr  before  surgery 
for  malignant  mesenteric  lymphoma.   Four  years 
after  surgery,  biopsy  of  the  small  intestinal 
mucosa  at  the  duodenojejunal  junction  showed  a 
subtotal  atrophy  similar  to  that  seen  in  celiac 
disease.   Enzyme  studies  of  the  intestinal  mucosa 
revealed  a  generally  low  d i sacchar idase  activity. 
Thus,  a  lymphoma  occurring  secondary  to  the 
enteropathy  of  dermatitis  herpetiformis  seems 
likely  in  this  case.   Some  similarity  between 
this  enteropathy  and  that  observed  in  celiac 
disease  is  suggested. 


5930      AUTOANTIBODIES  TO  RETICULIN  IN  PATIENTS 

WITH  IDIOPATHIC  STEATORRHOEA,  CELIAC 
DISEASE,  AND  CROHN'S  DISEASE,  AND  THEIR  RELATION 
TO  IMMUNOGLOBULINS  AND  DIETARY  ANTIBODIES.   (E.) 
Alp,  M.  H.  (Radcliffe  Infirm.,  Oxford,  England) 
and  R.  Wright.  Lancet   2 (7726) :682-6R5 ,  1971. 

The  relationship  between  autoantibodies  to 
reticulin  and  the  clinical  features,  circulating 
immunoglobulins  and  dietary  antibodies  were 
examined  in  patients  with  various  diseases  of 
the  gastrointestinal  tract.   Ret icul i n  auto- 
antibodies were  detected  in  J,k%   of  50  patients 
with  idiopathic  steatorrhea,  Sh%   of  71  children 
with  celiac  disease  (normal  children  had  no 
antibodies)  and  25%   of  59  patients  with  Crohn's 
disease.   Autoantibodies  to  reticulin  were  shown 
to  be  more  common  in  patients  with  steatorrhea 
and  celiac  disease  who  were  on  normal  rather 
than  gluten-free  diets.   In  addition,  these  same 
patients  tended  to  have  higher  titer  antibodies 
to  gluten  fraction  III  if  they  had  antibodies  to 
reticulin  in  their  serum.   However,  there  was  no 
difference  in  distribution  of  high-titer  ovalbumin 
antibodies  in  patients  with  or  without  serum 
antibodies  to  reticulin.   \;hile  no  correlation 
was  found  between  levels  of  circulating  immuno- 
globulins and  serum  antibodies  to  reticulin,  all 
4  children  with  celiac  disease  accompanied  with 
IgA  deficiency  had  large  amounts  of  reticulin 
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antibodies  in  their  serum.   Six  children  with 
celiac  disease  were  studied  during  gluten  challenge. 
I^ive  showed  serum  reticulin  antibodies  which 
were  associated  with  a  rise  in  titer  of  anti- 
bodies to  gluten  fraction  III  whereas  dietary 
antibodies  to  ovalbumin  showed  little  change. 
Reticulin  antibodies  may  be  a  useful  aid  in 
diagnosis  of  idiopathic  steatorrhea  and  celiac 
disease  and  in  the  absence  of  dietary  antibodies, 
may  be  direct  consequences  of  intestinal  tissue 
damage  or  its  perpetuation  in  Crohn's  disease. 
In  addition,  development  of  the  intestinal  lesion 
in  celiac  disease  may  relate  to  an  immunological 
reaction  to  gluten,  reflected  as  high  titer  anti- 
bodies to  gluten  fraction  III. 


5931      SECONDARY  D I  SACCHARIDE  ENTEROPATHY  IN 

CERTAIN  DISEASES  OF  THE  DIGESTIVE  TRACT. 
(Bui.)   Yanev,  P.  D.  Med.    Probl.    (Plovdiv) 
22(5-6):71-76,  1970, 


5932      COLLAGENOUS  SPRUE.   (E.)   Anonymous. 
Br.  Med.    J.      2 (5753)  :65-f^6,  1971. 


5933      PROTEIN-LOSING  GASTROENTEROPATHY.   (E.) 
Sakai,  T.  (U.  Niigata  Sch.  Med.,  Japan) ^ 
T.  Muto  and  J.  Soga.  J.    Abdom.    Surg.       HC^): 
7^-81,  1971. 


593it      DIETARY  TREATMENT  OF  EXUDATIVE  ENTERO- 
PATHIES WITH  TRIGLYCERIDES  OF  MEDIUM 
CHAIN  FATTY  ACIDS.   (Ger.)   Glaubitt,  D.  Med. 
Welt   22(25):1070,  1971. 


5935      REVERSIBLE  HYPOPROTE I NEMI A,  STEATORRHEA, 

PROTEIN-LOSING  ENTEROPATHY,  LOSS  OF 
CALCIUM  AND  ELECTROLYTES,  ATROPHY  OF  THE  VILLI, 
AND  DILATATION  OF  THE  LYMPHATICS  IN  AN  OPERATED 
PATIENT  WITH  CANCER  OF  THE  ESOPHAGUS.   (Sp.) 
Gaon,  D.  (Found.  Med.  Stud.,  Buenos  Aires, 
Argentina),  J.  J.  Olaciregui,  P.  Garcia  Siguero, 
J.  L.  Martinez  Seeber,  M.  Rapaport  and  M. 
Checkherdemian.  Rev.    Esp.    Enferm.    Apar.    Dig. 
35(l):05-9't,  1971. 


593A      DISACCHARIDE  OVERFLO\J  IN  THE  SMALL 

INTESTINE.   (Fr.)   Mamelle,  J.  C. 
(Debrousse  Pediatr.  Hosp.,  Lyon,  France). 
Pediatrie   26(2) : 1 29-I 60,  1971. 


5937      SMALL  INTESTINAL  D I SACCHARI DASE 

ACTIVITIES  IN  EXPERIMENTAL  IRON  AND 
PROTEIN  DEFICIENCY.   (E.)   Sr i ratanaban ,  A. 
(Rhode  Island  Hosp.,  Providence,  R.  I.)  and 
W.  R.  Thayer,  Jr.  Am.    J.    Clin.    Nutr.    Zh{k): 
411-415,  1971. 


5938      JEJUNAL  Dl SACCHARI DASE  ACTIVITIES  IN 

CHILDREN  WITH  MARASMUS  AND  WITH 
KWASHIORKOR.   RESPONSE  TO  TREATMENT.   (E.) 
James,  W.  P.  T.  (Univ.  »/est  Indies  Trop.  Metabol, 
Res.  Unit,  Mona ,  Jamaica).  Aroh.    Bis.    Child. 
46(246) :2l8-220,  1971. 


5939 


SIGNIFICANCE  OF  INTESTINAL  BIOPSY  IN 
THE  DIAGNOSIS  OF  MALAf^SORPTI  ON  SYNDROME 
IN  CHILDREN.   (Sl.)   Prekop,  R.  (P.  J.  Safarika 
U.  Med.  Sch.,  Kosice,  Czechoslovakia),  P.  Bilcik 
and  E.  Matheova.  Lek.    Obzor   20(2):83-91,  1971. 


5940      SENSITIZATION  TO  COW'S  MILK.   (Pol.) 

Zalewski,  T.  (Med.  Acad.  Clin.  Pediatr. 
Dis.,  Warsaw,  Poland),  H.  Foltanska  and  E. 
Pulwarska.  Pediatr.    Pol.    46(2) : 1 59-1 64,  1971. 


5941      ACRODERMATITIS  ENTEROPATH I CA.   (Pol.) 

Papuzinski,  M.  (Stolecznego  Hosp. 
Dermatol.,  Warsaw,  Poland)  and  T.  Zalewski. 
Pediatr.    Pol.    46(2) : 145-1 57,  1971. 


5942      ASSESSMENT  OF  INTESTINAL  ABSORPTION  BY 

XYLOSE  TEST  IN  DIABETIC  ENTEROPATHY. 
(Pol.)   Taton,  J.  (Med.  Acad  3rd  Clin.  Intern. 
Dis.,  Warsaw,  Poland),  A.  'Jisniewska  and  M. 
Dratwa.  Pol.   Aroh.    Med.    Weim.    46 (2) :205-212 ,, 
1971. 


See  also  numbers:  5435,  5640,  5641,  5915,  5942,  6260 
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59^3      ACTINOMYCOSIS  OF  THE  TRANSVERSE  MESO- 
COLON.  (E.)   Miller,  R.  E.  (St,  Luke's 
Hosp.,  New  York,  N.  Y.)  and  S.  Katz.  'Am     J 
]22{3):k]k-^]G,    1971. 


Surg. 


A  report  of  a  rare  entity,  primary  abdominal 
actinomycosis,  usually  found  secondary  to  an 
acute  perforative  gastrointestinal  disease,  is 
presented.   A  postoperative  barium  enema  revealed 
a  3  cm  extrinsic  filling  defect  at  the  transverse 
colon  with  preservation  of  the  mucosal  pattern 
in  the  area.   Following  transverse  colectomy, 
the  actinomycotic  abscess  was  found  to  be  localized 
in  the  transverse  mesocolon  and  did  not  appear 
to  involve  the  adjacent  colon.   Pathologic 
examination  of  the  specimen  revealed  an  abscess 
containing  £-ami nosal icyl ic  acid,  gram-positive 
mycelial  structures  and  neutrophils.   Because  of 
the  localized  nature  of  the  actinomycotic  process, 
long-term  antibiotic  therapy  was  withheld.   in 
this  unusual  form  of  abdominal  actinomycosis 
either  the  mucosal  break  had  healed  or  the 
organism  was  virulent  enough  to  penetrate  the 
normal  intact  mucous  membrane. 


Sg'tS      ASEPTIC  SINGLE  LAYER  ANASTOMOSIS  OF  THE 

RO'/EL.   A  REVIEI/  OF  ONE  HUNDRED 
SEVENTY-FIVE  CASES.   (E.)   Peters,  H.  E.,  Jr 
COO  29th  St.,  Oakland,  Calif.)  and  A.  Stanten 
Am.    J.    Surg.    1 22 (2) : 1 59-1 63,  1971. 

Aseptic  single  layer  anastomosis  was  performed 
in  175  patients  undergoing  intestinal  resection, 
including  38  small  intestine  resections  and  137* 
colon  resections.   There  were  ]k   deaths  (0.6?$) 
in  the  series  including  k   due  to  carcinomatosis, 
2  with  liver  failure,  and  2  with  pulmonary  embolus 
with  none  being  associated  with  anastomotic  leaks 
The  wound  infection  rate  was  18^  in  small 
intestine  resections  and  ]li%    in  colectomies 
(15. A?^  overall).   Ninety  six  patients  (70^)  who 
underwent  colectomy  had  an  uncomplicated  post- 
operative course.   Although  there  was  no  clinical 
evidence  of  anastomotic  leak  in  the  patients 
undergoing  small  intestine  resection,  there  were 
4  such  incidences  in  colectomy  patients.   Of 
these,  3  healed  spontaneously  and  the  fourth 
healed  following  intraperitoneal  drainage. 


53hk  SURGICAL  TREATMENT  OF  TOXIC  MEGACOLON 

ILEOSTOMY  AND  COLOSTOMY  TO  PREPARE 
PATIENTS  FOR  COLECTOMY.   (E.)   Turnbull,  R.  B. , 
Jr.  (Cleveland  Clin.  Found.,  Ohio),  W.  A.  Hawk' 
and  F.  L.  Weakley.  Am.    J.    Surg.    1 22  (3) : 325-331 , 

Of  1,181  patients  with  nonspecific  inflammatory 
disease  of  the  colon  seen  between  I96I  and  1971, 
7't  patients  had  toxic  megacolon.   Forty-two  of 
these  patients  underwent  emergency  ileostomy- 
colostomy  instead  of  colectomy  because  of  sealed- 
off  perforations  of  the  colon  and  the  possibility 
of  trauma  (surgical  hand  1 i ng) - i nduced  disruption 
or  perforation  and  subsequent  fecal  spillage. 
Only  1  of  42  patients  died  postoperat i vely" f rom 
diffuse  necrotizing  vasculitis.   In  these  patients 
the  pathologic  changes  of  acute  toxic  megacolon 
were  superimposed  on  the  basic  underlying  chronic 
colonic  disease.   The  inflammatory  process 
(extensive  mucosal  ulceration,  transmural  in- 
flammation) was  fulminant  and  affected  all  layers 
of  the  colon,  often  obscuring  the  hallmarks  of 
the  antecedent  ulcerative  colitis.   Of  the  h2 
patients  receiving  ileostomy  and  cutaneous  trans- 
verse colostomy,  only  h   continued  to  have  toxic 
colitis  although  the  colon  in  each  was  thoroughly 
decompressed.   These  plus  an  additional  8 
patients  underwent  subsequent  successful  colectomy 
When  performing  a  colectomy  following  an  ileostomy- 
colostomy,  the  sites  of  colonic  perforation  in 
the  left  gutter  and  at  the  site  of  the  transverse 
colostomy  must  be  drained  for  as  long  as  21  days 
to  avoid  late  postoperative  abscess  formation. 
The  expected  operative  mortality  in  h2   patients 
with  perforative  toxic  ulcerative  colitis  was 
markedly  reduced  with  the  ileostomy-colostomy 
operation. 


59't6      THE  COLON  IN  K^/ASH  I ORKOR.   (E.) 

Redmond,  A.  0.  B.  (u.  Cape  Town  Dept. 
Pediatr.,  South  Africa),  R.  0.  C.  Kaschula,  C. 
Freeseman  and  J.  D.  L.  Hansen 
46(248) :470-473,  1971. 


Arch.   Dis.    Child. 


The  colon  of  20  children  with  kwashiorkor  was 
investigated  by  rectal  biopsy  and  sigmoidoscopy 
followed  by  barium  enema  in  10  of  the  children. 
The  striking  s igmoidoscopic  finding  after 
admission  was  the  increased  vascularity  of  the 
mucosa  and  the  impression  of  hypotonicity  and 
laxity  of  the  intestine  wall.   During  the  acute 
stage  of  the  disease,  the  rectal  mucosa  showed 
features  of  mild  atrophy.   The  surface  epithelial 
cells  were  flattened,  mucus  storage  was  reduced 
and  a  polymorphonuclear  leukocyte  infiltrate  was 
seen  among  these  cells.   Congestion  and  edema  of 
the  lamina  propria  were  sometimes  striking  features 
producing  separation  of  the  crypts.   Barium  enema 
did  not  reveal  any  abnormality  in  the  mucosa  and 
there  was  no  delay  in  evacuation.   The  surface 
epithelial  atrophy,  inflammatory  infiltration  and 
vascular  reaction  are  similar  to  the  features  of 
untreated  celiac  disease  and  mild  ulcerative 
colitis.   These  problems  were  all  resolved  upon 
recovery  from  kwashiorkor. 


5947      PAPILLARY  ADENOMAS  (VILLOUS  TUMORS)- 

A  REVIEW  OF  215  CASES.   (E.)   Ouan, 
S.  H.  0..  (Mem.  Hosp.  Cancer  Allied  Dis.,  New 

y?/,\'  ^^;  ^-l   ^""^   ^-    ^-    Castro.  Dis.    Colon  Reatum 
l4(4):267-280,  I971. 

A  13-yr  survey  of  215  patients  treated  for 
papillary  adenomas  of  the  large  intestine  re- 
vealed a  high  incidence  (58.6%)  of  carcinomatous 
changes.   Almost  30%   of  the  tumors  were  sessile 
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the  states  of  sessileness  and  peduncu I  at  ion  not 
correlating  witin  the  presence  or  absence  of 
maiignancy  change.   Qualities  of  fragility, 
annularity,  ulceration,  size,  and  particularly 
induration,  were  all  characteristics  of  progression 
into  a  carcinomatous  transformation.   Of  215 
patients,  91.91  had  tumors  located  in  the  rectum, 
rectosigmoid,  and  sigmoid  colon.   The  frequency 
of  multiple  primary  cancers  (13.9^)  and  the 
incidence  of  other  carcinomas  (12%)  in  these 
patients  with  papillary  adenoma  may  be  a  common 
genetic  trait.   The  overall  incidence  of  recurrence 
was  12%.   That  papillary  adenoma  on  the  whole  is 
relatively  benign  with  a  favorable  prognosis  was 
reflected  in  the  10-yr  overall  and  determinate 
survival  rates  of  52  and  92%,  resp.   Apparently 
benign  and/or  atypical  lesions  do  not  have  a 
strong  propensity  to  become  malignant,  as  this 
only  occurred  in  2  patients.   The  treatment  for 
papillary  adenoma  should  be  selective. 


59/»8      SURVIVAL  AFTER  OPERATIONS  FOR  RECTAL 

CARCINOMA  IN  PATIENTS  OVER  70  YEARS  OF 
AGE.   (E.)   Block,  G.  E.  (U.  Chicago  Hosps.,  111.) 
and  W.  E.  Enker.  Ann.    Surg.     1  7't  (3)  :  521 -529 ,  1971. 

The  results  of  definitive  operative  treatment  of 
patients  over  70  yr  old  with  carcinoma  of  the 
rectum  or  rectosigmoid  were  reviewed.   The  total 
postoperative  mortality  rate  (up  to  60  days  after 
surgery)  was  15.2%  (10  patients):   7  deaths 
(17.1%)  occurring  in  the  group  of  k]    patients 
undergoing  anterior  resection,  and  3  of  23 
patients  (13%)  after  abdominoperineal  resection. 
The  absolute  survival  for  all  patients  who  under- 
went definitive  operation  for  carcinoma  of  the 
rectum  or  rectosigmoid  was  56.6%  at  5  yr  following 
operation.   The  survival  rate  at  5  yr  for  anterior 
resection  was  59.3%  and  for  abdominoperineal 
section  it  was  52.2%.   Local  electrocoagulation 
was  effective  in  increasing  survival.   In  this 
population,  patients  did  better  after  definitive 
resection  than  after  local  treatment,  and  with 
the  former  treatment  the  results  approached  the 
survival  in  populations  of  all  ages. 


5949      ELEMENTAL  DIET  IN  THE  MANAGEMENT  OF 

THE  INTESTINAL  LESION  PRODUCED  RY  5" 
FLUOROURACIL  IN  MAN.   (E.)   Bounous,  G.  (Univ. 
Hosp.  Ctr.,  Sherbrooke,  Quebec,  Canada),  J.  M. 
Gentile  and  J.  Hugon.  Can.    J.    Surg.    1  ^4  (5)  :  31 2-324, 
1971. 

The  effects  of  an  elemental  diet  (Mead  Johnson 
product  32OO-A.S.)  on  the  large  intestines  of  21 
cancer  patients  receiving  5-f 1 uorouraci 1  (5-FU) 
with  or  without  simultaneous  radiation  were 
studied.   At  the  end  of  5-FU  treatment  (6-9  days), 
the  average  weight  loss  of  control  patients  was 
2.77  kg  whereas  patients  on  the  elemental  diet 
maintained  their  weight  during  therapy.   Total 
calorie  intake  was  approximately  equal  in  the  2 
groups,  however,  when  caloric  intake  was  expressed 
per  kg  body  weight,  controls  took  20. k   kcal/kg 


and  diet  patients  27.1  kcal/kg.   Serum  LDH, 
alkaline  phosphatase,  bilirubin,  cholesterol, 
glucose  and  protein  were  not  statistically 
different  in  the  2  groups.   Rectal  biopsies 
revealed  that  the  epithelial  cells  were  better 
preserved  in  the  diet  group,  having  more  mucin, 
less  vacuoles,  dense  cytoplasm  and  taller  cells. 
The  mean  height  of  the  surface  rectal  epithelium 
was  't2.1  p  in  the  control  group  and  58.  1  v    in 
the  diet  group. 


5950      ANASTOMOTIC  RECURRENCES  AND  FIVE-YEAR 

SURVIVAL  RATE  AFTER  LOW  ANTERIOR 
RESECTION  FOR  CURE  IN  128  PATIENTS  WITH  RECTAL 
CANCER.  (E.)  Andersen,  B.  (Bispebjerg  Hosp., 
Copenhagen),  T.  Clemmesen,  M.  Sprechler  and  H. 
Baden.  Scand.  J.  Gactroenterol .  6(5)  r't'O-'^Sl  , 
1971. 

The  frequency  of  suture  line  recurrences  and  the 
5-yr  survival  rates  of  low  anterior  resection 
for  cure  of  rectal  cancer  were  studied  in  128 
patients.   Most  resections  were  performed  5-10 
cm  below  the  tumor  and  preoperative  intestinal 
asepsis  was  routine.   The  risk-  of  suture  line 
recurrences  in  low  anterior  resections  for  cure 
was  3.1%  (3  patients)  with  95%  confidence  limits 
of  0.8-8.3%.   There  were  no  anastomotic 
recurrences  in  the  28  palliative  resections, 
v/hile  the  crude  5-yr  survival  rate  in  the 
resections  for  cure  was  66.5%,  the  relative 
rate  (adjusted  for  noncancer  deaths)  was  78.7%. 
The  crude  5-yr  survival  rate  in  the  patients 
receiving  palliative  resections  wSs  6.3%. 


5951 


LOOP  COLOSTOMY  -  BAR  VERSUS  ROD.   (E.) 
Greene,  H.  G.  (Albert  Einstein  Coll. 

Med.,  Bronx,  N.  Y.).  Vis.    Colcn  Reotvm   l'((A): 

308-309,  1971. 

A  flat  plastic  bar  was  inserted  into  10  patients 
undergoing  loop  colostomy  to  allow  the  immediate 
application  of  a  colostomy  bag  at  the  time  of 
surgical  operation  and  to  make  diversion  of  the 
fecal  stream  more  effective.   The  bar  was  inserted 
on  edge  into  a  H  inch  long  radial  slit  in  the 
peripheral  mesocolon  and  rotated  90  degrees  so 
that  it  lay  flat  on  the  skin.   In  no  case  was 
there  irritation  of  the  skin,  intestine  abrasion, 
problem  with  colostomy  bag  fit  or  slippage  of 
intestine  from  its  original  position.   The 
colostomy  frequently  functioned  on  the  first 
postoperative  day,  and  although  fecal  diversion 
was  difficult  to  quantitate,  the  bar  seemed  to 
accomplish  this  more  efficiently  than  a  rod. 


5952      FACTITIAL  PROCTITIS:   A  RESTUDY  AT  THE 

UNIVERSITY  OF  MINNESOTA.   (E.) 
Sherman,  L.  F.  (U.  Minnesota  Sch.  Med.,  Minnea- 
polis), K.  A.  Prem  and  N.  M.  Mensheha.  Dis. 
Colon  Beatum   14('()  :28l-285,  1971. 

The  records  of  355  patients  irradiated  for 
pelvic  malignancies  during  a  6-yr  period  at  the 
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University  of  Minnesota  Hospitals  were  reviewed. 
Of  these  patients  275  had  carcinoma  of  the  cervix 
and  OO  had  other  pelvic  malignancies.   The  com- 
bined total  dosages  to  tissue  on  the  anterior 
rectal  wall  in  periods  of  approximately  5  weeks 
varied  from  6,300  to  9.850  rads .   Of  148  patients 
followed  for  2-5  yr,  factitial  proctitis  occurred 
in  38  (a  decrease  of  10%  over  1958  figures)  with 
21  {l'*.2%)  having  grade  I  lesions,  13  (8.8%)  with 
grade  II  lesions  and  k    (2.7%)  with  grade  III 
lesions.   Of  12  patients  treated  with  a  retention 
enema  of  100  mg  hydrocortisone  in  60  ml  of 
physiologic  saline  solution  with  1%  methyl 
cellulose,  91%  were  healed  or  improved  within  8 
weeks  after  beginning  treatment.   Of  12  patients 
treated  with  the  same  retention  enema  as  above 
but  without  hydrocortisone,  83%  showed  no  improve- 
ment or  worsened  in  the  3-6  month  period  following 
the  beginning  of  treatment,  however,  they  improved 
when  switched  to  the  former  enema.   Treatment 
with  the  enema  was  found  to  be  superior  to  the 
topical  application  of  steroid  in  suppositories, 
the  average  duration  of  treatment  being  2-3  months. 


5953      CALCIFICATION  AND  OSSIFICATION  IN 

JUVENILE  POLYPS  OF  THE  COLON.   (Ger.) 
Hafiski,  U.     (Radom  City  Hosp.,  Poland).  Zentralhl 
Allg.    Pathol.     ll4(2):2'45-250,  I971. 

Results  of  histomorphological  studies  of  8  polyps 
of  the  colon  (3  with  calcification,  5  with 
ossification)  in  children  are  described  in  detail 
and  the  ossification  potential  discussed.   It  is 
concluded  that  they  are  not  the  result  of  meta- 
plastic, but  rather  of  heteroplastic  processes, 
J_.e_.  ossification  originating  from  defective 
primary  differentiation.   It  is  suggested  that 
the  histological  characteristics  indicate 
hamartomas . 


595'*      ELECTROCOAGULATION  IN  THE  TREATMENT  OF 

CANCER  OF  THE  RECTUM.   A  CONTINUING 
STUDY.   (E.)   Madden,  J.  L.  (St.  Clare's  Hosp., 
New  York,  N.  Y.)  and  S.  Kandalaft.  Ann.    Sura 
174(3):530-5'40,  1971. 

The  use  of  electrocoagulation  in  the  treatment 
of  cancer  of  the  rectum  was  evaluated  in  77 
patients  with  rectal  cancer  and  compared  with 
treatment  by  abdominoperineal  resection.   Overall 
follow-up  of  both  operable  and  inoperable  patients 
revealed  5't.5%  alive  and  well  for  an  average 
duration  of  k   yr,  5.2%  alive  with  disease  after 
an  average  of  2.6  yr,  20.8%  dead  of  disease  after 
2  yr,  and  19.5%  dead  of  other  causes  after  2.6 
yr  (disease  present  in  3).   In  the  operable  group, 
71.1%  were  alive  and  well  for  an  average  duration 
of  4  yr  with  3  having  subsequent  abdominoperineal 
resections  performed.   In  the  inoperable  group, 
20%  were  alive  and  well  for  an  average  duration 
of  k3   months,  and  5  of  the  8  patients  who  died 
of  other  causes  had  no  disease  present.   In  the 
total  of  77  patients,  27  were  classified  as 
failures  (35.2%);  23.1%  and  60.0%  in  the  operable 


and  inoperable  groups,  resp.   Considering 
complications  and  the  patient  population, 
electrocoagulation  seems  comparable  to  and  in 
some  ways  better  than  abdominoperineal  resections. 


5955      INTERFLEXURAL  CARCINOMA  OF  THE  COLON: 

CLINICAL  -  RADIOLOGIC  -  PATHOLOGIC 
CORRELATIONS.   (E.)   Messinger,  N.  H.  (Montefiore 
HosD.,  Bronx,  N.  Y.),  T.  C.  Beneventano  and  S.  S. 
Siegelman.  Dis.    Colon  Reatum    1 4  (4) :255-258,  I971. 

The  radiographic  featuees  of  primary  i nterf 1 exural 
carcinoma  were  correlated  with  the  clinical 
presentation  and  the  surgical  pathology  of  the 
neoplasm  in  46  patients  with  tumors  between  the 
hepatic  and  splenic  flexures.   Symptoms  indicating 
obstruction  were  reported  by  27  patients  (59%), 
the  other  patients  presenting  with  rectal  bleeding 
(6),  abnormal  chest  x-rays  (metastasis)  (4), 
palpable  mass  (3)  or  weight  loss  (3).   The  lesions 
were  confined  to  the  colonic  musculature  in  27 
patients  and  had  extended  to  the  serosa  or  beyond 
in  19  patients.   Of  21  patients  whose  barium 
studies  showed  areas  of  the  lumen  of  the  intestine 
in  which  the  diameter  was  6  mm  or  less,  17 
reported  colicky  abdominal  pain  or  a  change  in 
intestinal  habits,  with  8  of  these  tumors  being 
confined  to  the  intestinal  wall.   Among  the  12 
patients  with  lumina  6-10  mm  in  diameter,  5  had 
tumors  that  extended  beyond  the  serosa  and  each 
was  associated  with  abdominal  pain  or  constipation. 
Only  2  had  symptoms  of  obstruction.   Three  of 
the  13  patients  with  lumen  diameters  of  10  mm  or 
more  had  clinically  evident  obstruction,  and  in 
all  3  the  lesions  vjere  not  confined  to  the 
colonic  musculature. 


5956      MALACOPLAKIA  OF  THE  COLON.   (E.) 

Di  Silvio,  T.  V.  (Jefferson  Med.  Coll., 
Philadelphia,  Pa.)  and  E.  F.  Bartlett.  Arch 
Pathol.    92(3):167-17I,  1971. 

A  case  of  malacoplakia  of  the  colon  is  presented 
which  represents  the  first  histologically 
documented  example  of  temporary  regression  of 
the  lesion,  accompanied  by  long-term,  although 
temporary  clinical  improvement.   In  this  l8-yr- 
old  male  patient,  barium  enema  revealed  numerous 
polypoid  filling  defects  of  the  entire  descending 
colon.   Linear  fissures  between  the  polypoid 
defects  were  present  and  a  rectal  biopsy  revealed 
malacoplakia  with  distortion  and  separation  of 
the  lamina  propria  by  a  massive  cellular 
infiltrate  characterized  by  large  histiocytes, 
scattered  plasma  cells,  lymphocytes,  and  occasional 
eosinophils.   Following  initial  therapy  of  a 
low  residue  diet  and  sal i cy 1 azosul fapy r i d i ne ,  a 
second  biopsy  revealed  similar  but  less  prominent 
changes.   This  biopsy  also  contained  a  con- 
siderable thickness  of  submucosa,  where  there 
was  some  fibroblastic  activity  and  collagen 
formation.   Further  treatment  with  antibiotics 
and  a  30-day  fast  accompanied  by  i.v.  hyper- 
alimentation was  reflected  by  a  still  abnormal 
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intestine  but  one  upon  which  the  diagnosis  of 
malacoplakia  could  not  objectively  be  made. 
Histologic  lessening  of  the  histiocytic  infiltra- 
tive process  parallels  the  gradual  improvement 
of  the  patient's  clinical  condition  and  the 
temporary  disappearance  of  the  lesions  by  sig- 
moidoscopy and  x-ray. 


5957      MOTILITY  OF  THE  SIGMOID  COLON  AND 

RECTUM:   CONTRIBUTION  TO  THE  PHYSIO- 
PATHOLOGY  OF  MEGACOLON  IN  CHAGAS '  DISEASE.   (E.) 
Habr  Gama,  A.  (U.  Sao  Paulo  Sch.  Med.,  Brazil), 
A.  Raia  and  A.  Correa  Netto.  Dis.    Colon  Rectum 
l4('4):291-30'4,  1971. 

The  motility  of  the  distal  large  intestine  was 
compared  in  25  patients  with  megacolon  and  a 
positive  Machado  Guerreiro  test,  15  of  these 
studied  2.5-3.5  yr  after  surgical  treatment  of 
the  megacolon  and  15  normal  controls.   Intraluminal 
pressure  changes  in  normal  subjects  showed  little 
activity,  consisting  mainly  of  simple  waves  of 
low  amplitude  and  short  duration  with  no  coordina- 
tion of  sigmoidal  and  rectal  activity.   The  pre- 
and  postoperative  chagasic  megacolons  showed 
hyperactivity,  numerous  high  amplitude,  long 
duration  complex  waves  and  synchronous  activity 
between  the  colon  and  rectum.   Whereas,  methacholine 
chloride  0.05  mg/kg  body  weight  i.m.)  had  no 
effect  on  the  motor  activity  of  the  sigmoid 
colon  and  rectum  of  normal  subjects,  patients 
with  chagasic  menacolon  showed  increased  motor 
activity  in  both  segments  before  and  after  sur- 
gery.  Colonic  motor  abnormalities  in  patients' 
megacolon  of  Chaga's  disease  seem  to  result  from 
ganglionic  cell  lesions  of  the  intestinal  myenteric 
pi exus. 


5959      THE  POSSIBLE  RELATIONSHIP  OF  APPENDICITIS 

\JITH  PERFORATION  IN  CHILDHOOD  TO 
INFERTILITY  IN  WOMEN.   (E.)   Thompson,  W.  M. 
(Mayo  Clin.,  Rochester,  Minn.)  and  H.  B.  Lynn. 
J.    Pediatr.    Surg.    6(4)  :'t58-'»6l  ,  1971. 

The  records  of  all  girls  under  20  yr  of  age  who 
had  an  appendectomy  for  acute  appendicitis  at 
the  Mayo  Clinic  between  ]3kO   and  19'*9,  and  were 
residents  of  Olmstead  County,  were  reviewed  to 
see  if  there  was  a  relationship  between  appendicitis 
with  perforation  in  childhood  and  infertility  in 
women.   In  the  lO-yr  period  there  were  37  such 
girls  and  of  these  29  reported  that  they  were 
married  and  had  children,  6  were  married  without 
children  and  2  were  single.   All  6  of  these 
patients  without  children  had  undergone  infertility 
investigations.   Of  the  8  patients  who  had  not 
conceived,  3  had  fecal iths  while  only  7  of  the 
other  29  had  fecal iths.   The  control  group  for 
the  lO-yr  period  included  193  girls  (I8I  of  whom 
were  followed-up)  of  whom  1 66  were  married  with 
children,  9  were  single,  and  6  were  married 
without  children.   It  was  concluded  that  infertility 
may  be  a  potential  sequela  of  perforated  appendix 
in  girls. 


5960      CIVILIAN  COLONIC  INJURIES  AND  CURRENT 
SURGICAL  MANAGEMENT,   (E.)   Marks,  C. 
(Case  Western  Reserve  U.  Sch.  Med.,  Cleveland, 
Ohio)  and  M.  R.  Ramachandra  Rao.  Dis.    Colon 
Rectum   1^*  (5)  :3'47-352,  1971. 


5961      SIGMOIDMYOTOMY  IN  DIVERTICULAR  DISEASE 

OF  THE  COLON.  (E.)   Dick,  E.  T. 

(Hamilton,  New  Zealand).  Dis.    Colon  Rectum 
l't(5):3'tl-3'46,  1971. 


5958      SUPERFICIAL  MUCOSAL  ULCERATION  AND  THE 

PATHOGENESIS  OF  ACUTE  APPENDICITIS. 
(E.)   Sisson,  R.  G.  (Washington  U.  Sch.  Med.,  St. 
Louis,  Mo.),  R.  C.  Ahlvin  and  M.  C.  Harlow. 
Am.    J.    Surg.    1 22 (3) :378-380,  1971. 

Of  6^4  appendixes  removed  at  surgery  over  a  period 
of  1  yr,  well-defined  superficial  mucosal  ulcers 
were  found  microscopically  in  'tS  of  the  specimens. 
This  occurred  without  dilatation  in  28.   The 
preoperative  duration  of  clinical  illness  in  the 
above  situation  was  from  6  to  30  hr  (mode;  12  hr). 
Dilatation  of  the  appendix  occurred  in  16  cases, 
the  duration  of  the  illness  ranging  from  6  to  72 
hr  (mode  2h   hr).   The  duration  of  illness  in  the 
above  2  groups  was  significantly  different. 
Superficial  mucosal  ulceration  was  the  most 
constant  anatomic  feature  and  tended  to  occur 
earlier  than  did  dilatation.   Dilatation  was 
more  likely  to  occur  when  the  inflammatory  process 
in  the  appendix  wall  was  advanced  and  ulcers 
were  often  no  longer  demonstrable.   The  presence 
of  superficial  mucosal  ulcers  as  the  early 
morphologic  change  in  acute  appendicitis  concurs 
with  the  increasing  accumulation  of  evidence  that 
a  viral  infection  may  be  the  etiologic  agent  in 
this  disease. 


5962      THROMBOSED  HEMORRHOIDS:   A  CLINICO- 

PATHOLOGIC  STUDY.   (E.)   Ganchrow, 
M.  I.,  H.  E.  Bowman  (Ferguson  Clin.,  Grand 
Rapids,  Mich.)  and  J.  F.  Clark,  Dis.    Colon  Rectum. 
l'»(5):331-3'*0,  1971. 


5963      DIVERTICULAR  DISEASE  OF  COLON.   (Sp.) 

de  Arzua  Zulaica,  E,  (Bilbao,  Spain). 

Rev.   Esp.   Enferm.   Apar.   Dig.    35(0:35-68,  1971. 


5964      TRAUMATIC  INJURIES  TO  THE  COLON:   A 

REVIEW  OF  FIVE  YEAR'S  EXPERIENCE.   (E.) 
Ruiz-Moreno,  F.  (Proctol.  Unit,  Mexico  City, 
Mexico),  F.  Ruiz-Healy  and  R.  Alvarado  Cerna. 
Dis.    Colon  Rectum   l4('0  :286-290,  1971. 


5965      MASSIVE  TRAUMATIC  ANORECTAL  AND  PERIANAL 

HEMORRHAGE  POSTOPERATIVELY.   (E.) 
Jaiswal,  M.  S.  D.  (Lucknow  U.  K.  G.'s  Med.  Coll., 
India),  T.  C.  Goel ,  S.  C.  Misra  and  P.  C.  Dubey. 
Dis.    Colon  Rectum   14(4) : 305-307,  1971. 


7^h 


LARGE  INTESTINE 


5966      TUBERCULOSIS  OF  THE  ANAL  CANAL:   REPORT 
OF  A  CASE.   (E.)   Nepomuceno,  0.  R. 

(Temple  U.  Hosp.,  Philadelphia,  Pa.),  J.  F. 
O'Grady,  S.  W.  Eisenberg  and  H.  E.  Bacon.  ' Dis. 
Colon  Reatwn   1 A(A) :31 3-31 6,  I97I. 


5967      MOTILITY  AFTER  COLOMYOTOMY  AND  RESECTION 

OF  THE  COLON  FOR  DIVERTICULAR  DISEASE. 
(E.)   Smith,  A.  N.  (Western  Gen.  Hosp.,  Edinburgh 
Scotland),  R.  P.  Attisha  and  S.  Clarke.  Am     J 
Dig.   Dis.    l6(8):720-733,  1971. 


5968      RECTAL  PROLAPSE  IN  CHILDREN.   (Fr.) 

Pous,  J.  G.  Montpellier  Chir.    16(^4)  • 
3A9-35I,  1970. 


5969      INVESTIGATION  OF  THE  COLON.   (E.) 

Goulston,  K.  (Canberra  Hosp.,  Australia) 
Aust.    NZ  J.    Med.     1 (2) : 1 98-200,  I97I. 


Elizabeth  Hosp.,  Woodville,  Australia),  A.  K. 
Grant  and  M.  H.  Alp.  Aust.    NZ  J.    Med.    ] {])  :30-3k 
1971.  ' 


5977      ANORECTAL  ANOMALIES  IN  IMPERFORATE  ANUS. 

(E.)  Cremin,  B.  J.  (Red  Cross  War 
Mem.  Child.  Hosp.,  Cape  Town,  South  Africa). 
Ann.    Radiol.    14  (3-'0  :301-30'i,  I971. 


5978      HIRSCHSPRUNG'S  DISEASE  IN  THE  NEONATE, 
(E.)   Lillie,  J.  G.  (Hosp.  Sick  Child.. 
London)  and  A.  R.  Chrispin.  Ann.    Radiol. 
l't(3-4):265-270,  1971. 


5979      THE  RADIOLOGICAL  ASSESSMENT  OF  ANORECTAL 

ANOMALIES.   (E.)   Cremin,  B.  J.  (u. 
Cape  Town  Dept.  Pediatr.  Radiol.,  South  Africa). 
Clin.    Radiol.    22(2) :239-250,  I97I. 


5970      HEMORRHAGE  INTO  THE  ISCHIORECTAL  FOSSA 

-  A  COMPLICATION  OF  ANTICOAGULANT 
THERAPY:   REPORT  OF  A  CASE.   (E.)   O'Grady,  J.  F. 
(Philadelphia,  Pa.),  0.  R,  Nepomuceno,  S.  W. 
Eisenberg  and  H.  E.  Bacon.  Dis.    Colon  Rectum 
l'*(5):398-399,  1971. 


5980      THE  ROENTGENOGRAPH  I C  FEATURES  OF 

URETERAL  OBSTRUCTION  SECONDARY  TO 
GRANULOMATOUS  DISEASE  OF  THE  BOWEL.   (E.) 
Rabinowitz,  J.  G.  (Mt.  Sinai  Sch.  Med ., *New  York, 
N.  Y.),  D.  H.  Present,  P.  A.  Banks  and  H.  D. 
Janowitz.  Clin.    Radiol.    22  (2) :205-209,  I971. 


5971      CHOLECYSTOCOLONIC  FISTULA  FOLLOWING 

AMEBOMA  OF  THE  ASCENDING  COLON:   REPORT 
OF  A  CASE.   (E.)   Menda,  R.  K.  (G.  T.  Hosp., 
Bombay,  India)  and  H.  L.  Chulani.  Dis.    Colon 
Rectum   1 'j  (5) :  386-388,  I971. 


5972      ENDOMETRIOSIS  OF  THE  INTESTINES:   A 

REPORT  OF  SEVEN  CASES.   (E.)   Tedeschi, 
L.  G.  (Framingham  Union  Hosp.,  Mass.)  and  G.  P. 
Masand.  Dis.    Colon  Rectum   1^4(5)  :360-365,  197li 


5981      RECTOSCOPV  IN  ACUTE  DISEASES.   (Cz.) 

Setka,  J.  (Charles  U.  2nd  Intern  Dis. 
Clin.,  Prague).  Cesk.    Gastroenterol.    Vuz. 
25(2):63-6'(,  1971. 


5982      NONPERFORATING  EXTRARECTAL  ESCAPE  OF 

BARIUM  COMPLICATING  BARIUM  ENEMA- 
REPORT  OF  A  CASE.   (E.)   Reitamo,  J.  (u.  Helsinki 
3rd  Dept.  Pathol.),  P.  Hayry  and  S.  Nordling. 
Dis.    Colon  Rectum   1^4(5)  :38l -385,  I97I. 


5973      SITUS  INVERSUS  TOTALIS  WITH  ADENOCARCINOMA 

OF  THE  CECUM:   CASE  REPORT.   (E.) 
Wright,  C.  B.  (U.  Virginia  Med.  Ctr.,  Charlottes- 
ville) and  C.  B.  Morton.  Am.    Surg.    37(2):65-66 


597't      TOXIC  MEGACOLON  AND  GRANULOMATOUS 

COLITIS:   REPORT  OF  TWO  CASES.   (E  ) 
Foley,  W.  J.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor), 
D.  K.  Weaver  and  W.  W.  Coon.  Am.    Sura      37(2)- 
67-72,  1971.  ^ 


5975      SURGICAL  ASPECTS  OF  CHRONIC  INFLAMMATORY 

DISEASES  OF  LARGE  BOWEL.   (E.)   Black, 
B.  M.  (Mayo  Clin.  Found.,  Rochester,  Minn.) 
Am.   Surg.    37(0:15-19,  1971. 


5976      CORTICOSTEROID  THERAPY  IN  CROHN'S 

COLITIS.   (E.)   Stepanas,  A.  V.  (O.ueen 
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5983 

(Univ, 
and  R. 
1971. 


BOLUS  OBSTRUCTION  RELIEVED  BY  ENDOSCOPY- 
REPORT  OF  A  CASE.   (E.)   Devroede,  G. 
Cent.  Hosp.,  Sherbrooke,  Quebec,  Canada) 
Beaudry.  Dis.    Colon  Rectum    l't(5):'tOO, 


598A 

Inst. 
R.  N. 
1971. 


5985 


LEIOMYOMA  OF  THE  COLON:   REPORT  OF  A 
CASE.   (E.)   Kapur,  M.  M.  (All-India 
Med.  Sci.,  New  Delhi),  S.  M.  Gulati  and 
Basu.  Dis.    Colon  Rectum    l't(5)  :394-397, 


LINITIS  PLASTICA  CARCINOMA  OF  THE 
COLON:   REPORT  OF  A  CASE.   (E.)   Speer, 

C.  S.  (Hartford,  Conn.).  Dis.    Colon  Rectum 

l't(5):389-393,  1971. 

'5986      ENDOMETRIOMA  INVOLVING  THE  PERIANAL 

TISSUES:   REPORT  OF  A  CASE.   (E.) 
Ramsey,  W.  H.  (Bryn  Mawr,  Pa.).  Dis.    Colon  Rectum 
l'*(5):366-367,  1971. 
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5987      MIXED  JUVENILE,  ADENOMATOUS  AND  INTER- 
MEDIATE POLYPOSIS  COLI:   REPORT  OF  A 
CASE.   (E.)   Kaschula,  R.  0,  C.  (Red.  Cross  War 
Mem.  Child.  Hosp.,  Cape  Town,  South  Africa). 
Vis.    Colon  Reatvm    l^tCS)  :368-37'4,  1971. 


5988      FECAL  FLOW,  MIXING  AND  CONSISTENCY, 

(E.)   Edwards,  D.  A.  W.  (Univ.  Coll. 
Hosp.  Med.  Sch.,  London)  and  E.  R.  Beck.  Am.    J. 
Dig.    Dis.    l6(8):706-708,  1971. 


5998      CONCOMITANT  CHANGES  IN  THE  CECUM  IN 

CHRONIC  APPENDICITIS.   (Rus.)   Tager, 
1.  L.  and  S.  M.  Orlova.  Vestn.    Rentgenol. 
Radiol.    '46(2):'43-'*7,  1971. 


5999      ROENTGENOLOGIC  INDICES  OF  THE  FUNCTIONAL 

STATE  OF  THE  LARGE  INTESTINE  IN  THE 
EARLY  PERIOD  AFTER  APPENDECTOMY.   (Rus.) 
Mikhailov,  A.  N.  Zdravookhr.    Beloruss.    17(2): 
20-22,  1971. 


5989      TREATMENT  OF  ACUTE  AND  CHRONIC  CONSTIPA- 
TION WITH  BISOXATIN  ACETATE  AND 
BISACODYL:   DOUBLE-BLIND  CROSSOVER  STUDY.   (E.) 
Rider,  J.  A.  (350  Parnassus  Avenue,  San  Francisco, 
Calif.).  Curr.    Ther.    Res.    1 3  (6) : 386-392,  1971. 


5990      PURGATIVES,  THEIR  ACTIONS  AND  DANGERS. 

(Ger.)   Vogt,  W.  (Max  Planck  Inst.  Exp. 
Med.,  ijottingen,  Germany).  Hippokrates   ^42  (2): 
197-206,  1971. 


5991      EARLY  DIAGNOSIS  AND  SURGICAL  TREATMENT 
OF  TOXIC  MEGACOLON.   (E.)   Cardenas,  F. 
(Georgetown  U.  Med.  Ctr.,  Washington,  D.  C.)  and 
R.  Arbour.  Georgetown  Med.    Bull.    2'4(3):12,  1971. 


6000      BENIGN  TUMORS  OF  THE  COLON  AND  RECTUM 
IN  CHILDREN.   (Bui.)   Avramov,  A.,  G. 
Gruev  and  P.  Koyunderl lev.  Khirurgiia    (Sofiia) 
24(0:28-31,  1971. 


6001       ISOLATED  LYMPHOGRANULOMATOSIS  OF  THE 

CECUM.   (Rus.)   Pomelov,  V.  S.  and 
0.  P.  Kurguzov.  Khirurgiia    (Mask.)    '♦7(3): 
128-129,  1971. 


6002      THE  MODIFICATIONS  OF  THE  COPROLOGIC 

INDICES  IN  CHRONIC  COLITIS  ACCORDING 
TO  THE  VARIOUS  MODES  OF  TREATMENT.   (Rus.) 
Lavrenov,  V.  K.  and  V.  D.  Onipko.  Lah.    Delo 
('4):21'4-216,  1971. 


5992      ISCHEMIC  COLITIS.   A  CASE  REPORT.   (E. 

Chandrasekhara,  R.  (U.  Illinois 
Abraham  Lincoln  Sch.  Med.,  Chicago,  111.)  and  R. 
Levitan.  111.   Med.    J.    1 39 (3) : 266-269,  1971. 


5993      THE  VILLOUS  TUMORS  OF  THE  COLON.   (Fr. 

Jeanmart,  L.  (Bordet  Inst.,  Brussels, 
Belgium),  A.  Bremer  and  J.  Dagnelie.  J.    Beige 
Radiol.    5't(l):73-8l,  1971. 


5994      THE  SURGICAL  MANAGEMENT  OF  CANCER  OF 
THE  COLORECTUM.   (E.)   Morgan,  C.  N. 
(St.  Mark's  Hosp.,  London).  J.    R.    Coll.    Surg. 
Edinh.    l6(2):71-78,  1971. 


5995      THE  TREATMENT  OF  CHRONIC  CONSTIPATION. 
(Ger.)   Schultze,  H.  (Bi Idackerst r.  lE 
Stuttgart-Heumaden,  Germany).   Z.  Allgemeirmed. 
kim-.kM,    1971. 


5996      A  CASE  OF  HEMANGIOMA  OF  THE  RECTUM  IN 

A  3-YEAR-OLD  BOY.   (Rus.)   Solovko, 
A.  I.  Pe'diatriia    (Mosk.)    50(3):80-8l,  1971. 


5997      RADIOTHERAPY  OF  CANCER  OF  RECTUM  AND 

ANUS,   (Sp.)   Badell  Suriol,  M.  (U. 
Barcelona  Sch.  Med,,  Spain).  Radiologia    (Madr.) 
13(l):21-28,  1971. 


6003      EARLY  RELIEF  OF  CONSTIPATION  IN 

ABDOMINAL  SURGERY.   CLINICAL  TRIAL  OF 
A  JELLY  PEPTIZING  THE  FECAL  MASS.   (Fr.) 
Le  Neel,  J.  C.  (CHU  Surg.  Clin.,  Nantes,  France), 
J.  Bourdon  and  M.  Pannier.  Quest  Med.    24(7): 
745-746,  1971. 


6004      VIRUSES  ISOLATED  IN  CONNECTION  WITH 

IflFANTILE  APPENDICITIS  CASES.   (Hun.) 
Kulcsar,  G.  (Semmelweis  Med.  U.,  Budapest, 
Hungary),  Z.  Vutskits  and  I.  Nasz.  Orv.    Hetil. 
112(7):377-373,  1971. 


6005      HIRSCHSPRUNG'S  DISEASE  (CONGENITAL 

MEGACOLON).   (Dut.)   Bouvy,  L.  A. 
Ned.    Tijdschr.    Geneeskd.    1 1 5  (2) : 59-65,  1971, 


6006      FISTULAS 
I sa  i  e,  D. 
and  P.  Barry.  Rev. 
1971. 


IN  SIGMOIDITIS.   (Fr.) 
,  J.  M.  Autissier,  A.  Repolt 
Med.    Dijon   6(4) : 268-275, 


6007      THE  CLINICAL  SPECTRUM  OF  AMOEBIC 

COLITIS.   (E.)   Bank,  S.  (Groote  Schuur 
Hosp.,  Cape  Town,  South  Africa),  D.  G.  Burns, 
I.  N.  Marks  and  D.  Stein.  S.   Afr.    Med.    J. 
45(9):219-225,  1971. 
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6008      ENTEROCOLITIS  FOLLOWING  EXCHANGE 

TRANSFUSION.   (E.)   Beck,  J.  M. 
(Baragwanath  Hosp.,  Johannesburg,  South  Africa), 
M.  Dinner  and  J.  Chappel.  S.    Afr.    J.    Surg. 
9(l):39-'t3,  I97I. 


6013      CROHN'S  DISEASE  OF  THE  COLON: 

OF  6  CASES.   (Por.)   Tacla,  M. 
Res.  Inst.  Gastroenterol.,  Sao  Paulo),  H, 
Pinotti,  J,  T,  Pontes  and  A.  Bettarello,  „ 
Gastroenterol.    (Sao  Paulo)    8(1):A3-52,  I971 


REPORT 
(Brazi 1 

W. 
Arq. 


6009      MALIGNANT  VILLOUS  NEOPLASM  OF  THE  COLON 

COMPLICATED  BY  AMYLOIDOSIS.   (Fr.) 
Lamotte,  M.  (Lar i boi s iere  Hosp.,  Paris),  J. 
Guerre  and  P.  Delavierre.  Sem.    Hop.    Paris   '47(18)- 
1193-1196,  1971. 


6010       ILEOCOLOPLASTY  IN  RECONSTRUCTIVE 
OPERATIONS  ON  THE  COLON.   (Rus.) 
Matiashin,  I.  M.  and  V.  P.  Semenov.  Vestn.    Khir 
106(1)  :39-'42,  1!571. 


6014      INFECTIOUS  ENTEROCOLITIS.   CLINICAL  AND 

BACTERIOLOGICAL  RELIEF  IN  SUBJECTS 
TREATED  WITH  A  SULFONAMI DE-ANT  I B I OT I C-ANT I SPAST I C 
ASSOCIATION.   (It.)   Restivo,  0.  (Garibaldi  Hosp., 
Catania,  Italy),  G.  Sindoni,  S.  Ballati  and  V. 
Foti.  Gazz.    Med.    Ital.     130(1) :1-15,  iqyi. 


6015      CHANGING  TRENDS  IN  PRESENTATION  AND 

MANAGEMENT  OF  HIRSCHSPRUNG'S  DISEASE. 
(E.)   Nissan,  8.  (Cent.  Emek  Hosp.,  Afula,  Israel) 
and  J.  A.  Bar  Maor.  J.    Pediatr.    Surq.    6(1): 10-15 
1971. 


6011       THE  SURGICAL  TREATMENT  OF  RECTAL 

PROLAPSE  IN  ADULTS.   (Tur.)   Uzer,  F. 
(U.  Ankara  Med.  Sch . ,  Turkey).  Tip.    Fak.   Mea. 
23(Suppl.  37):3-'*8,  1970. 


6016      DUPLICATION  OF  THE  COLON.   (Ser.) 

Kucisec,  A.  (Milit.  Hosp.,  Zagreb, 
Yugoslavia)  and  N.  Rudan.  Lijean.    Vjesn.    92(10) 
1167-1173,  1970. 


6012      VOLVULUS  OF  THE  CECUM.   (E.)   Schreiher, 
M.  H.  (U.  Texas  Med.  Branch,  Galveston)' 
Tex.   Med.    67(2):96-98,  1971. 


6017      VOLVULUS  OF  THE  SIGMOID  COLON, 
Agrawal,  R.  L.  (Banaras  Hindu 
Med.  Sci.,  Varanasi,  India)  and  M.  K.  Mi 
Int.    Surg.    55  ( 1 )  :'*9-56 ,  I971. 


(E.) 
U.  CoT 
s  ra. 


See  a1 


numbers:  56^*2,  5643,  5644,  56O3,  5684,  5685,  5686,  5687,  5688,  5689,  5864,  5889 
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6018      ULCERATIVE  COLITIS  IN  FINLAND:   I. 

CASES  TREATED  AT  CENTRAL  HOSPITALS, 
1956-1967.   (E.)   MOller,  C.  (Univ.  Hosp.,  Helsinki) 
and  G.  Lindgn.  Dis.    Colon  Reatvm    14 (4) :259-263 
1971. 

The  records  of  505  Finnish  patients  with  ulcerative 
colitis  diagnosed  between  1956  and  I967  at 
central  hospitals  were  reviewed.   The  chief 
clinical  symptom  was  bloody  diarrhea,  and  more 
than  half  of  the  patients  had  metabolic  distur- 
bances.  The  severity  of  the  clinical  course 
correlated  well  with  the  topographic  extent  of 
the  disease,  the  patients'  condition  being  least 
often  affected  in  cases  of  left-sided  colitis. 
The  most  common  systemic  complications  were 
arthritis  and  diseases  of  the  liver.   Associated 
disease  vv/as  observed  in  132  patients,  most  often 
unrelated  gastrointestinal  complaints,  endocrine 
disturbances  and  psychological  aberrations.   The 
mortality  was  6.3%  (32  patients)  due  to  ulcerative 


colitis.   An  even  distribution  of  cases  was 
observed  between  the  sexes  with  a  slight  male 
predominance.   The  average  incidence  of  ulcerative 
colitis  was  0.93/100,000  i nhabi tants/yr  ;  however 
a  clear  upward  trend  was  observed.   The  '  i nci dence 
per  100,000  inhabitants  was  higher  for  rural  than 
for  urban  areas. 


6019      ULCERATIVE  COLITIS  IN  FINLAND:   II. 

ONE-YEAR  INCIDENCE  IN  ALL  HOSPITALS. 
(E.)   Linden,  G.  (Univ.  Hosp.,  Helsinki)  and  C. 
Mailer.  Dis.    Colon  Reotiun    1 4 (4) : 264-266,  1971, 

The  overall  incidence  of  ulcerative  colitis 
among  patients  admitted  to  hospitals  in 
Finland  in  1967  was  determined.   The  incidence 
of  this  disease  was  4.8/100,000  inhabitants.   No 
predominance  of  women  among  patients  with 
ulcerative  colitis  was  observed.   The  incidence 
was  highest  between  the  third  and  sixth  decades 
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of  life,  however  the  incidence  among  persons 
over  the  age  of  70  was  considerable.   The  urban 
population  had  a  somewhat  higher  incidence  than 
the  rural  population  (5.0't  versus  4.51/100,000 
inhabitants).   The  incidence  was  highest 
(5.8/100,000)  in  cities  with  populations  of  more 
than  100,000. 


6020      NATURAL  HISTORY  OF  REGIONAL  ENTERO- 
COLITIS.  (E.)   Willwerth,  B.,  J.  J. 
DeCosse,  H.  J.  Dworken  (Univ.  Hosps.,  Cleveland, 
Ohio),  D.  B.  McKillop  and  F.  Vellios.  Arah. 
Surg.    103(2):315-320,  1971. 

Clinical  manifestations  were  correlated  with  the 
anatomic  location  of  diseased  intestine,  patholo- 
gical findings,  and  clinical  course  in  105 
hospitalized  patients  with  regional  enterocolitis. 
Of  all  patients  treated  medically  and  observed, 
91%  had  recurrence,  whereas  only  65%  of  surgically 
treated  patients  had  recurrence  of  symptoms. 
Colon  involvement  enhanced  the  probability  of 
recurrent  symptoms.   Patients  with  colon  involvement 
presented  at  a  younger  age,  were  more  often 
females,  and  had  a  gradual  worsening  of  symptoms 
and  a  more  low-grade  protracted  course  than 
patients  without  colon  involvement.   The  term 
regional  enterocolitis  may  actually  represent  a 
spectrum  of  diseases  of  different  etiology  and 
pathogenes  i  s. 


6021      AZATHIOPRINE  TREATMENT  OF  ULCERATIVE 

COLITIS,  GRANULOMATOUS  COLITIS  AND 
REGIONAL  ENTERITIS,   (E.)   Patterson,  J.  F.  (New 
England  Med.  Ctr.  Hosps.,  Boston,  Mass.),  R.  A. 
Norton  and  R.  S.  Schwartz.  Am.    J.    Dig.    Dis. 
l6(it):327-332,  1971. 

The  effectiveness  of  azathioprine  (starting  dose 
2.5  mg/kg  body  weiqht/day)  in  the  treatment  of 
ulcerative  colitis,  granulomatous  colitis,  or 
regional  enteritis  was  studied  in  2k   patients 
treated  for  variable  periods  of  time.   Of  the  17 
patients  that  received  azathioprine  for  h   months 
or  longer,  11  experienced  a  long  remission,  3 
improved  partially  or  temporarily,  and  3  failed 
to  improve.   Withdrawal  of  corticosteroids  was 
possible  in  all  ]h   patients  in  whom  azathioprine 
was  effective.   In  7  patients,  the  therapy  was 
given  for  less  than  k   months  for  various  reasons. 
In  no  instances  in  this  series  was  it  necessary 
to  abandon  azathioprine  treatment  because  of 
myelotoxicity;  however,  adjustment  of  dosage  was 
often  necessary  because  of  minor  degrees  of 
leukopenia.   Side  effects  of  azathioprine  included 
transient  leukopenia  in  5  patients,  fever  and  rash 
in  2,  and  persistent  nausea  and  partial  hair  loss 
in  1;  however,  all  side  effects  were  easily 
reversible.   Thus,  azathioprine  seems  to  be 
effective  in  the  treatment  of  inflammatory 
intestinal  disease  in  patients  in  whom  standard 
therapy  cannot  be  used. 


6022  CHRONIC  ULCERATIVE  COLITIS  BEGINNING 
IN  CHILDREN  AND  TEENAGERS.  A  REVIEW 
OF  k3  PATIENTS.  (E.)  Patterson,  H.  (U.  Texas 
Med.  Branch,  Galveston),  L.  Castiglioni  and  L. 
Sampson.  Am.    J.    Dig.    Dis.    1 6 Ci) : 289-297,  1971. 

The  records  of  ^43  patients  with  chronic  ulcerative 
colitis  which  began  in  childhood  and  teenage 
years  (1953  to  1 966)  were  reviewed  to  assess  the 
impact  of  this  illness  on  the  lives  of  these 
patients.   When  first  seen  5%  had  involvement  of 
the  rectum  or  rectosigmoid,  22%  had  left  colon 
involvement,  k^%   had  total  colon  involvement,  23^ 
had  involvement  of  the  entire  colon  and  terminal 
ileum,  and  2%   had  segmental  lesions.   At  this 
time  65%  (28)  had  complications  of  their  disease, 
and  multiple  complications  were  frequently 
observed.   Of  '(2  patients  followed-up,  6  (l**^) 
died,  all  before  the  age  of  30.  Ten  colectomies 
and  1  ileorectal  anastomosis  were  performed  while 
27  patients  followed-up  were  treated  medically. 
At  the  time  of  this  study,  9  surgical  patients 
are  still  alive  and  only  15  medical  patients 
remained  relatively  symptom-free.  There  was  no 
apparent  relationship  between  age  of  onset  and 
present  status.   However,  total  colon  involvement 
and  continuous  symptoms  forecast  a  poor  prognosis. 


6023      CARCINOMA  ASSOCIATED  WITH  MUCOSAL 

ULCERATIVE  COLITIS,  AND  WITH  TRANSMURAL 
COLITIS  AND  ENTERITIS  (CROHN'S  DISEASE).   (E.) 
Farmer,  R.  G.  (Cleveland  Clin.  Found.,  Ohio), 
W.  A.  Hawk  and  R.  B.  Turnbull,  Jr.  Cancer  Res. 
28(2):289-292,  1971. 

The  relationship  of  inflammatory  disease  of  the 
colon  to  malignancy  was  studied  in  1 1 2't  patients 
with  transmucosal  enteritis  and  colitis  and 
mucosal  ulcerative  colitis.   Thirty-seven  of  6I3 
patients  with  mucosal  ulcerative  colitis  had 
carcinoma  of  the  colon.   Thirty-six  of  these 
patients  had  ulcerative  colitis  affecting  the 
entire  colon.   The  mean  duration  of  ulcerative 
colitis  before  diagnosis  of  carcinoma  was  18  yr. 
The  mean  age  prior  to  diagnosis  was  hVi   yr.   Of 
the  37  patients,  36  were  symptomatic  from  the 
ulcerative  colitis  which  made  diagnosis  of 
carcinoma  more  difficult.   Proctosigmoidoscopy 
procedure  led  to  the  diagnosis  of  carcinoma  in 
14  of  37  patients.   Surgery  performed  because  of 
chronic  active  colon  disease  revealed  malignancies 
in  11  patients.   Single,  discrete  malignancies 
were  present  in  26  patients  while  8  had  multiple 
carcinomas.   The  remaining  3  comprised  diffuse 
multicentric  carcinomas  of  the  colon.   Two  of 
466  patients  with  transmural  enteritis  of  the 
ileum  were  found  to  have  malignancies.   Symptoms 
were  referable  to  low  grade  incomplete  obstruction 
of  the  small  intestine  and  malignancies  were  not 
suspected  in  either  case  prior  to  surgical 
treatment  for  the  intestinal  obstruction.   Carcinoma 
of  the  colon  occurred  in  1  patient  with  trans- 
mural colitis  and  the  malignancy  occurred  prior 
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to  diagnosis  of  the  colonic  disease.   The  mucosal 
type  of  ulcerative  colitis  seems  to  be  the  type 
of  colon  disease  associated  with  a  high  incidence 
of  cancer  and  colectomy  should  be  considered  as 
early  as  10  yr  after  the  onset  of  the  ulcerative 
coj  i  t  i  s . 


602A      PYODERMA  GANGRENOSUM:   UNCOMMON 

COMPLICATION  OF  CHRONIC  ULCERATIVE 
COLITIS.   (E.)   Goussous,  H.  G.  (VA  Hosp.,  Albany, 
N.  Y.)  and  T.  I.  Tyrrell.  J.    Abdom.    Surg. 
13(8):163-166,  1971. 

A  Zif-yr-old  female  was  admitted  with  a  painful 
leg  ulcer  of  2  week's  duration.   At  the  age  of  11 
yr  she  began  to  have  abdominal  cramps  and  by  18 
she  frequently  had  blood  and  mucus  in  the  stools. 
At  the  age  of  20  a  barium  enema  was  diagnostic 
of  ulcerative  colitis  and  at  that  time  she 
noticed  red  spots  (2-3  cm  in  diameter)  on  her 
neck  and  upper  chest  which  were  diagnosed  as 
erythema  nodosum.   These  lesions  enlarged, 
disappeared  and  reappeared  elsewhere,  but 'never 
ulcerated.   Her  intestinal  symptoms  improved 
markedly  on  a  low-residue  diet  without  the  use 
of  steroids.   Two  weeks  prior  to  the  present 
admission  she  developed  a  red  spot,  similar  to 
the  earlier  ones,  on  the  anteromedial  aspect  of 
the  left  leg  which  developed  a  black  center  and 
ulcerated  just  before  admission.   This  was 
diagnosed  as  pyoderma  gangrenosum.   Sigmoidoscopy 
revealed  chronic  ulcerative  colitis  of  the  rectum 
and  the  barium  enema  was  characteristic. 
Continuous  soaks  of  0.5%  silver  nitrate  led  to 
some  improvement  and  on  the  20th  hospital  day  she 
underwent  proctocolectomy  and  permanent  ileostomy, 
with  evidence  of  the  process  beginning  abruptly 
at  the  ileocecal  valve.   Her  postoperative  course 
was  unremarkable  with  rapid  healing  of  the  ulcer. 


5025      ULCERATIVE  COLITIS.   MYSTERIOUS, 

MULTIPLEX  AND  MENACING.  (E.)  Kirsner, 
J.  B.  (U.  Chicago  Dept.  Med.,  111.).  J.  Chronic' 
Dis.    23(lO-ll):68l-684,  1971. 


6026      PORTAL  VEIN  THROMBOSIS  IN  ULCERATIVE 

COLITIS.   (E.)   Aronson,  A.  R.  (New 
York  U.  Sch.  Med.,  N.  Y.)  and  F.  U.  Steinheber. 
NY  State  J.    Med.    1 7 (19) :231 0-231 1 ,  1971. 


6027      ULCERATIVE  COLITIS  IN  CHILDREN.   (E.) 

Llewellyn,  D.  M.  (Roy.  Alexandra  Hosp. 
Child.,  Camperdown,  Australia).  Bull.  Postgrad. 
Cornm.    Med.    Univ.    Sydney   26  (1  0) :  I76-I  79,  197"!. 


6028      COLITIS,  GRANULOMATOUS  OR  ULCERATIVE. 

(E.)   Shal lenberger,  P.  L.  (Robert 
Packer  Hosp.,  Sayre,  Pa.),  D.  R.  Weaver  and  G. 
Eisinger.  J.    Abdom,    Surg.    1 3  (M : 70-72,  1971. 


f^02q      HYPERPLASTIC  ULCERATIVE  GINGIVITIS  AND 

ULCERATIVE  COLITIS  IN  ONE  MONOZYGOTIC 
TWIN.   (Hun.)   Schuler,  D.  (Semmelweis  Med.  U., 
Budapest),  A.  Gorgenyi  and  L.  Sugar.  Orv.    Hetil. 
n2(lO):570-572,  1971. 


6030      TREATMENT  OF  ULCERATIVE  COLITIS  WITH 

AZATHIOPRINE.   (Ger.)   Kettner,  W. 
(Dist.  Hosp.,  Cottbus,  Germany).  Dtsah. 
Gesundheitsv.    26(22) :  lOOl-lOO^*,  I97I. 


6031      AGGRESSIVE  TREATMENT  OF  NEONATAL 

NECROTIZING  ENTEROCOLITIS:   38  PATIENTS 
WITH  25  SURVIVORS.   (E.)   Stevenson,  J.  K.  (U. 
Washington  Sch.  Med.,  Seattle),  T.  K.  Oliver,  Jr. 
and  C.  B.  Graham.  J.    Pediatr.    Sura.    6(1  :28-35 
1=571. 


See  also  number:   5863 


719 


PANCREAS 


6032      INTRARENAL  PANCREATIC  DISEASE.   (E.) 

Stept,  L.  A.  (Western  Pennsylvania 
Hosp.,  Pittsburgh),  S.  H.  Johnson,  III,  M.  Marshall, 
Jr.  and  S.  E.  Price,  Jr.  J.    Urol.    IO6  (1 ) : 1 5-1 8, 
1971. 

A  case  of  intrarenal  pancreatic  pseudocyst  is 
presented.   An  excretory  urogram  showed  a  mass 
at  the  upper  pole  of  the  left  kidney  with  asso- 
ciated caliceal  distortion.  An  aortogram  with 
bilateral  selective  renal  arteriography  revealed 
a  large  mass  at  the  upper  pole  of  the  left  kidney 
with  stretching  and  distortion  of  the  arteries 
in  this  area.   Left  renal  exploration  was  per- 
formed through  a  transverse  abdominal  incision 
and  a  large  mass  involving  the  kidney,  the  tail 
of  the  pancreas,  adrenal  gland  and  spleen  was 
seen.   Frozen  section  revealed  adenocarcinoma  of 
the  kidney  and  a  radical  left  nephrectomy,  left 
adrenalectomy,  resection  of  the  tail  of  the  pancreas, 
splenectomy  and  partial  excision  of  the  left 
retroper i toneum  was  done.   Final  diagnosis  was 
pancreatic  cyst  secondary  to  acute  and  chronic 
pancreatitis  with  erosion  to  the  left  kidney. 


6033      SALMOtllD  VIRUSES:   INFECTIOUS  PANCREATIC 

NECROSIS  VIRUS.   MORPHOLOGY,  PATHOLOGY, 
AND  SEROLOGY  OF  FIRST  EUROPEAN  ISOLATIONS.   (E.) 
Wolf,  K.  (Eastern  Fish  Disease  Lab.,  Kearneysvi 1 le, 
W.  Va.)  and  M.  C.  Quimby.  Arch.    Gesamte   Virus- 
foTsoh.    3'4(2):1'4'4-156,  197K 

Among  young  trout  fry  in  France  there  were  some 
fish  with  symptoms  and  behavior  suggestive  of 
infectious  pancreatic  necrosis  (IPN).  The  isolated 
viruses  were  highly  labile  to  a  single  cycle  of 
freezing  at  -20C.  and  thawing,  retained  their 
infectivity  when  stored  under  slightly  acid  con- 
ditions, were  serologically  quite  unlike  VR299 
strain  IPN  virus  but  on  electron  microscopy  had 
the  size,  shape  and  cellular  location  typical  of 
IPN  virus.   Microscopic  examination  of  typical 
fish  showed  them  to  have  a  pathology  indicative 
of  IPN.   It  is  concluded  that  this  virus  isolated 
from  the  trout  are  really  IPN  viruses.   However, 
they  are  ant i genet i cal ly  distinctive  and  in  ad- 
dition have  an  unusual  lability  to  freezing  and 
thawing,  and  especially  to  storage  in  unmodified 
culture  medium  at  ^C .   Elect romi crographs ,  tabular 
and  graphic  data  are  presented. 


i>Q-iU  THE  EFFECT  OF  ORAL  TRYPSIN  INHIBITOR 

ON  PANCREATIC  DAMAGE  IN  THE  RAT.   (E.) 
Pirola,  R.  C.  (Roy.  Free  Hosp.,  London),  I.  P. 
Beswick  and  I.  A.  D.  Bouchier.  Br.    J.    Exp, 
Pathol.    52(3):2'4't-251,  1971. 

Soybean  trypsin  inhibitor  was  fed  to  rats  both 
before  and  after  the  production  of  pancreatic 
necrosis  by  oral  d , 1 -ethionine  and  before  the 
induction  of  pancreatitis  by  ligation  of  the 


pnncrcnt i co-bi 1 iary  ituct.   Sovbean  trypsin 
inhibitor,  alone,  produced  pancreatic  enlargement 
d-1 -etiiion i ne,  alone,  caused  reduced  pancreatic 
weiqlits,  reduced  specific  activity  of  pancreatic 
amylase,  reduced  pancreatic  protein  concentrations 
and  raised  pancreatic  leucine  naphthyl amidase 
levels.   Generally  there  was  no  difference 
between  the  severity  of  pancreatic  damage  in 
rats  fed  trypsin  inhibitor  and  in  those  on  d-1- 
ethionine  diets.   An  exception  was  in  rats  given 
d , 1 -eth ioni ne  after  treatment  with  soybean 
trypsin  inhibitor.   Their  pancreas  showed  less 
destruction  of  exocrine  tissue.   Necrosis  was 
patchy,  some  necrotic  debris  was  still  present 
and  there  was  some  edema  and  inflammation. 
There  was  no  convincing  evidence  in  this  study 
tliat  p.o.  administered  trypsin  inhibitors 
influence  the  course  of  experimentally  induced 
pancreatic  injury. 


6033      PROTEINS  IN  HUMAN  DUODENAL  SECRETION 

DURING  PANCREATIC  STIMULATION.   (Ger.) 
GUlzow,  M.  (Univ.  Med.  Clin.,  Rostock,  Germany), 
D.  Curschmann,  K.  Diwok  and  R.  Zastrow.  Dtsah. 
Z.  Verdau.    Stoffveahselhr.    30 (3) : 1 65-1 76 ,  1970. 

Protein  concentration  and  enzymatic  activity 
(proteinases,  amylase,  lipolytic  activity)  in 
the  duodenal  fluid  from  115  patients  with  chronic 
pancreatitis  v^/as  compared  to  that  of  113  controls 
before  and  after  (Z  hr  period)  pancreatic 
stimulation  with  methacholine  (15  mg  s.c.)  or 
pancreozymin  (90  U  i.v.)  alone  or  followed 
by  secretin  (75  U  i.v.).   Immediate  addition 
of  proteinase  inhibitors  or  precipitation  of  the 
protein  with  trichloracetic  acid  was  mandatory  in 
order  to  prevent  loss  (up  to  35^)  of  protein 
concentration  in  the  duodenal  fractions  during 
the  ?.   hr  period.   A  statistically  significant 
correlation  existed  in  both  groups  of  test  sub- 
jects between  protein  concentration  and  enzymatic 
activity  (especially  proteolytic  enzymes).   After 
pancreatic  stimulation  the  protein  concentration 
in  patients  with  chronic  pancreatitis  rose  to  a 
significantly  lesser  degree  (from  0.41  ±  0.35  to 
72  ±  0.55  g/100  ml)  than  in  healthy  subjects 
(from  Pi.h5   ±  '^.2h    to  1.10  +  O.dO  g/lOO  ml)  after 
methacholine.   Stimulation  with  pancreozymin  and 
secretin  gave  the  sane  results  as  stimulation 
with  methacholine  and  secretin.   In  approximately 
\/h    to  1/3  of  subjects  the  behavior  of  proteins 
and  enzyme  activities  differed;  this  occurred 
more  frequently  in  those  with  disturbances  in 
enzyme  secretion.   It  was  concluded  that  deter- 
mination of  protein  concentration  in  the  first 
duodenal  fluid  fractions  after  pancreatic 
stimulation  can  be  used  as  a  screening  test  for 
evaluation  of  the  excretory  function  of  the 
pancreas.   An  increase  in  protein  concentrations 
of  0.5  g/100  ml  within  the  first  20  min  after 
stimulation  with  15  mg  methacholine  s.c.  or  90 
U  pancreozymin  i.v.  indicates  normal  function. 
In  these  cases  additional  stimulation  with  secretin 
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does  not  change  the  results.   In  the  absence  of 
a  significant  increase  in  protein  concentrations 
a  secretion  test  with  double  stimulation  with 
secretin  and  pancreozymin  is  necessary  for 
clarification  of  the  secretory  disturbance. 
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SURGICAL  PROBLEMS  OF  ANNULAR  PANCREAS 
IN  THE  NEWBORN.   (Hun.)   Danko,  J. 
(\/.  B.  Madarasz  Street  Infant.  Hosp. ,  Budapest), 
J.  Bukovinszky  and  G.  We  in.  Orv.    Hetil.     112(6): 
327-330,  1171. 


6036      REFLUX  PANCREATOGRAPHY.   EXPERIMENTAL 

OBSERVATIONS  IN  THE  CAT.   (E.) 
Rosenbaum,  H.  D.  (U.  Kentucky  fled.  Ctr.,  Lexington) 
E.  G,  Barker,  Jr.,  D.  E.  Gibson  and  W.  0.  Griffen, 
Jr.  Invest.    Radiol.    6(5) : 321 -325 ,  1^71. 

A  method  of  reflux  filling  of  the  cat's  pancreatic 
and  biliary  ducts  from  the  isolated  duodenal  loop 
distended  ivith  a  water  soluble  rad i -opaque  medium 
(Hypaque)  is  presented.   No  drug  combination 
tested  (pentobarbital,  xylocaine,  Hypaque  50, 
probanthine,  aminophy 1 1 i ne,  secretin,  cholecysto- 
kini n-pancreozymin)  led  to  consistent  filling  of 
the  pancreatic  ducts  at  low  pressures.   Filling 
of  the  pancreatic  ducts  was  extremely  inconsistent, 
and  there  was  no  consistency  in  the  time  of 
reflux.   Continual  addition  of  xylocaine  during 
the  initial  30  min  of  each  experiment  was  necessary 
to  maintain  an  intraluminal  pressure  of  50  mm  Hg. 
Evidence  of  urinary  excretion  of  Hypaque  was 
found  in  85!^  of  the  animals  that  were  radio- 
graphed, probably  due  to  absorption  througli  the 
intestinal  mucosa  rather  than  through  the  pan- 
creatic acini.   No  significant  difference  was 
noted  between  the  microscopic  appearance  of  the 
pancreas  of  animals  that  showed  reflux  and  those 
that  did  not. 


6037      UNCOMMON  ROENTGENOLOGIC  MANIFESTATION 
OF  PANCREATIC  CARCINOMA.   (E.)   Blatt, 
C.  J.,  R.  G.  Bernstein  (Albert  Einstein  Med.  Coll. 
Hosp.,  Bronx,  N.  Y.)  and  F,  Lopez.  Am.    J. 
Roentgenol.    Radium  Ther.    Nual.    Med.    1  13  (1 )  :  1  n-12't, 
1971. 


6038      AN  UNUSUAL  CASE  OF  ABERRANT  PANCREAS 

IN  THE  STOMACH.   A  ROENTGENOGRAPH  I C 
AND  GASTROPHOTOGRAPHIC  DEMONSTRATION.   (E.) 
Stone,  D.  D.,  H.  0.  Riddervold  and  T.  E.  Keats 
(IJ,  Virginia  Sch.  Med.,  Charlottesville).  Am.    J, 
Roentgenol.    Radium  Ther.    Nual,    Med.    113(l):I25-128, 
1971. 


6039      PANCREATIC  CYSTS:   A  REPORT  OF  10  CASES. 

(E.)   Olurin,  E.  0.  (Univ.  Coll.  Hosp., 
Ibadan,  Nigeria),  Br.    J.    Surg.    58 (7) : 502-508, 
1971. 


60'(0      CANCER  OF  THE  PANCREAS  WITH  MULTIPLE 

NODULAR  SUBCUTANEOUS  METASTASES.   (Sp.) 
Die  Goyanes,  A.  (Natl.  Cancer  Inst.,  Madrid). 
Hosp.    Gen.    (Madr. )    1 0  (6) :  705-71'< ,  1970. 


60'l2      SCANNING  OF  THE  PANCREAS.  (Fr.)   Leger, 

L.  (Cochin  Hosp.,  Paris),  J.  C. 

Roucayrol  and  M.  Comet.  Rev.    Prat.  (Paris) 
21  (12):2137-21'4l,  1171. 


6OA3      STUDY  ON  THE  FREQUENCY  OF  MUCOVISCIDOSIS 

AND  MECONIUM  ILEUS.   (Dut.)   Anders, 
G.  J.  P.  A.  (state  U.  Inst.  Anthropol.  Genet., 
Groningen,  Netherlands)  and  L.  P.  Ten  Kate. 
Med.    Contact   26(ll):306,  1071. 


60'Ml      CHRONIC  STEATORRHEA  IN  CHILDREN  DUE  TO 

CONGENITAL  DEFICIENCY  OF  PANCREATIC 
LIPASE.   (Fr.)   Verger,  P.  (Pediatr.  Clin., 
Bordeaux,  France),  R.  Babin  and  J.  M.  Guillard. 
Pediatrie   26(3) :285-290,  1971. 


60't5      ARTERIOGRAPHIC  DIAGNOSIS  OF  CHRONIC 

INFLAMMATION  AND  ADENOCARCINOMA  OF  THE 
PANCREAS.   (Pol.)   Grzybkowska,  B.  (Med.  Acad. 
Inst.  Radiol.,  Poznan,  Poland),  J.  Wojtowicz,  A. 
Krokowicz  and  B.  Pawlak.  Pol.    Przegl.    Radiol. 
Med.    Nukl.    35 (2):  157-1 67,  1971. 


6046      DIAGNOSTIC  AND  THERAPEUTIC  PROBLEMS  IN 

PANCREATIC  PSEUDOCYSTS.   (Ger.)   Gay, 
B.  (Martin  Luther  Univ.  Surg.  Clin.,  Halle- 
\'/ittenberg,  Germany).  Zentralbl.    Chir.    96(9): 
306-31't,  1971. 


60'(7      CONGENITAL  POLYCYSTIC  PANCREAS.   (Ger.) 

Siafarikas,  C.  (City  Hosp.,  Krefeld, 
Germany)  and  D.  Dennliardt.   Z,  Kinderohir. 
9(3-'*):38l-306,  1971. 


60'48      ARTERIAL  EROSIONS  OF  PANCREATIC 

PSEUDOCYST.   ANGIOGRAPHIC  STUDY  OF  6 
CASES.   (Fr.)   L'Hermine,  C.  (CHU  City  Hosp., 
Lille,  France),  C.  Gautier  Benoit,  M.  Vankemmel 
and  G.  Lemaitre.  Ann.    Radiol.     (Paris)    l't(l-2): 

55-63,  n7i. 


6049      FACTORS  PREDISPOSING  TO  PANCREATIC  CANCER. 

(Ger.)   Dorken,  H.  (Univ.  1st  Med. 
Clin.,  Hamburg,  Germany)  and  H.  Bakker.  Diagnostik 
't(5):212-213,  1971. 


See  also  numbers:   5^05,  5645,  5646,  569O,  569I ,  5692,  5693,  5694,  5695,  5707 
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6050      PATHOGENESIS  OF  ACUTE  PANCREATITIS  ANO 

CHANGES  OF  PANCREATIC  DUCTAL  MUCOSA. 
(E.)   Mizumoto,  R.  (Kyoto  U.  Med.  Sch.,  Japnn)  , 
H.  Kuratsuka,  K.  Kira  and  I.  Honjo.  Am.    J.    Burg. 
122(3)  rBlS-'tOl  ,  1971. 

Mucopolysaccharides  were  infused  into  rabbit 
patent  pancreatic  ducts  at  low  pressure,  mixed  with 
pancreat i t i s- i nduc i ng  agents  such  as  bile,  trypsin 
or  phospliol  ipase  A.   The  infusion  of  homologous 
bile  or  trypsin  solution  alone  produced  only 
minimal  macroscopic  changes.   Following  6-glu- 
curonidase  solution,  there  was  mild  depletion  of 
the  thin  layer  and  goblet  cells  of  the  medium 
sized  pancreatic  ducts  and  mild  round  cell  in- 
filtration of  the  parenchyma  and  edema.   A  bile 
and  8-gl ucuron idase  mixture  caused  serious 
hyperemia,  swelling,  and  turbidity  associated  with 
disappearance  of  pancreatic  lobules.   Also  the 
thin  layer  and  goblet  cells  disappeared,  the 
epithelial  lining  became  short  and  uneven,  and  a 
part  of  the  major  pancreatic  duct  was  ruptured. 
After  the  infusion  of  trypsin  and  6-gl ucuron idase, 
there  was  a  severe  necrotizing  pancreatitis  but 
only  minimal  changes  in  the  ductal  system. 
Phosphol ipase  A  either  alone  or  with  hyal uron idase 
caused  hyperemia  and  glandular  swelling,  but  no 
damage  to  the  pancreatic  ductal  system.  The 
underlying  mechanism  of  pancreatitis  induced  by 
a  mixture  of  bile  and  B-gl ucuron idase  may  be  the 
rupture  of  the  pancreatic  ductal  wall,  whereas 
pancreatitis  induced  by  a  tryps i n-S-g 1 ucuron idase 
mixture  may  be  due  to  changes  in  the  periacinar 
spaces. 


6051      DIABETIC  RETINOPATHY  IN  CHRONIC 

PANCREATITIS.   (E.)   Sevel ,  D.  (Groote 
Schuur  Hosp.,  Cape  Town,  South  Africa),  J.  H. 
Bristow,  S.  I3anl<,  I.  Marks  and  P.  Jackson.  Arah. 
Ophthalmol.    86(3)  :2'45-250,  1971. 

The  incidence  of  diabetic  retinopathy  was  found 
to  be  f .h%    (2  patients)  in  a  group  of  27  patients 
who  have  pancreatitic  diabetes  as  compared  to  30^ 
(6)  in  a  group  of  20  patients  with  essential 
diabetes  (controls).   The  2  groups  were  matched 
as  closely  as  possible  with  respect  to  age,  sex 
and  duration  of  diabetes.   Criteria  for  the 
diagnosis  of  retinopathy  was  venous  congestion, 
microaneurysms,  hard  exudates,  and  retjnal 
hemorrhages.   The  earliest  signs  were  micro- 
aneurysms.  Case  histories  of  the  2  patients  in 
the  pancreatitic  group  found  to  have  diabetic 
retinopathy  are  presented.   Both  patients  had 
calcific  pancreatitis.   A  review  of  the  literature 
revealed  only  5  other  occurrences  of  diabetic 
retinopathy  following  pancreatic  disease.   It  is 
suggested  that  pancreatitic  diabetics  are  protected 
against  retinopathy  either  by  a  relatively 
deficient  growth  hormone  level  or  a  relative 
hypol i  p  idemia. 


6052 


EVALUATION  OF  CORRECTIVE  SURGERY  FOR 
PANCREATITIS  BY  SE'^^  SELENOMETHIONINE 


PANCREATIC  IMAGING.   A  CASE  REPORT,   (E.)   Eaton, 
S.  R. ,  Jr.  (Letterman  Gen.  Hosp.,  San  Francisco, 
Calif.),  A.  E.  James,  Jr.,  M.  S.  Potsaid  and 
G.  L.  Nardi.  Am.    J.    Roentaenol.    Radivm  Ther. 
Nuol.   Med.    112('():67B-68l,'  1971. 

Results  of  ^Se-sel enometh ion i ne  pancreatic 
scintigram  in  a  'fO-yr-old  Caucasian  female  with 
chronic  relapsing  pancreatitis  are  presented.   A 
preoperative  scintigram  failed  to  demonstrate 
the  pancreas.   A  second  pancreatic  scintigram, 
obtained  2  weeks  after  sphincterotomy  and  sphinc- 
teroplasty, showed  little  change  from  the  pre- 
operative study.   During  the  succeeding  months, 
however,  her  symptoms  progressively  diminished 
in  frequency  and  intensity  and  8  months  post- 
operatively a  third  scintigram  was  interpreted 
as  showing  essentially  normal  pancreatic  accumula- 
tion of  ^^Se-selenomethioni ne.   Because  of  their 
mutual  dependence  upon  pancreatic  protein  synthetic 
activity,  it  was  expected  that  the  results  of 
pancreatic  imaging  and  pancreatic  function  testing 
will  be  parallel  in  most  instances.   Since 
subjective  testimonial  evidence  can  be  confusing 
and  contradictory,  patients  who  have  abdominal 
surgery  designed  to  improve  symptoms  resulting 
from  benign  gastrointestinal  disorders  (£_•£• 
cholecystitis,  hiatus  hernia),  a  means  of 
objectively  documenting  the  physiologic  effective- 
ness of  operative  intervention  may  be  of  value. 


6053 


CHRONIC  PANCREATITIS.   (Sp.)   Longo, 


Argentina),  L.  A.  Mammana,  J.  D'Agostino  and  J, 
Barros.  Rev.   Esp.    Enferm.   Apar.    Dig.    3'5(1): 
25-3'4,  1971. 


6054      THE  PROTECTIVE  EFFECT  OF  TRASYLOL 

VERSUS  CONTRAST  MED  I  A- I NDUCED  PAN- 
CREATITIS.  (E.)   Wollowick,  H.  E.  (Columbia- 
Presbyterian  Med.  Ctr.,  New  York,  N.  Y.),  R.  L. 
Waldron  and  S.  A.  Woo.  J.    Can.    Assoa.   Radiol. 
22(l):'tO-43,  1971. 


6055      PANCREATITIS.   CAUSE,  ETIOLOGIC 
FACTORS  AND  COMPLICATIONS.   (E.) 
Colbert,  R.  C.  (William  Beaumont  Gen.  Hosp.,  El 
Paso,  Tex.).  Southwest.    Med.    !52(l):6-ll,  1971. 


6056 

(l)niv 
H.  D. 
1971. 


DIFFERENTIAL  DIAGNOSIS  OF  ACUTE 
PANCREATITIS.   (Ger.)   Tarbiat,  S. 
,  Surg.  Clin.,  Dusseldorf,  Germany)  and 
Schulte.  Zentralhl.    Chir.    96(10:382-386, 
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6057      SEVENTEEN  CASES  OF  EMERGENCY  PAN- 
CREATECTOMY IN  ACUTE  PANCREATITIS. 
(Fr.)   Hollender,  L.  F.  (CHU  3rd  Gen.  Surg.  Serv. 
Strasbourg,  France),  M.  Gillet  and  J.  J.  Kohler." 
Presse  Med.    79(0):35O,  1971. 


6058      ACUTE  POSTOPERATIVE  PANCREATITIS. 

(Pol.)   Glinski,  M.  (Med.  Acad.  1st 


Surg.  Clin.,  Zabrze,  Poland)  and  M.  Pardel 
Pol.    Tyg.    Lek.    26(l):27-30,  1971. 


6059      A  CASE  OF  RELAPSING  ACUTE  PANCREATITIS 

IN  SYSTEMIC  LUPUS  ERYTHEMATOSUS.   (Rus.) 
Filimonova,  R.  G.,  Z.  G.  Aprosina  and  I.  E. 
Tareeva.  Ter.    Arkh.    '43 Ct)  :'49-52 ,  1971. 


See  also  number:   565O 
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6060      THE  MANAGEMENT  OF  ACUTE  HEPATIC  FAILURE. 

(E.)   Sherlock,  S.  (Roy.  Free  Hosp., 
London)  and  S.  P.  Parbhoo.  Postgrad.    Med.    J. 
'*7(5't9):'t33-'498,  1971. 

Signs,  symptoms,  pathogenesis  and  management  of 
acute  hepatocellular  failure  were  reviewed.   The 
most  frequent  cause  of  acute  hepatocellular 
failure  is  acute  viral  hepatitis,  one  of  the 
earliest  signs  being  change  in  the  personality 
(antisocial  behavior  or  character  disorders). 
Other  danger  signs  are  a  decrease  in  the  liver 
size  or  decreased  brain  activity  on  electro- 
encephalogram.  Due  to  high  ammonium  levels, 
reflections  of  failure  of  the  Krebs-Hensel ei t 
cycle,  patients  are   given  no  protein  by  mouth 
and  the  colon  is  emptied  by  enema.   As  hypoglycemia 
is  occasionally  seen,  at  least  1 6OO  calories  are 
supplied  daily  as  glucose  drinks  or  as  201  glucose 
through  a  gastric  drip.   After  recovery  from 
hepatocellular  failure,  i.v.  salt-depleted  albumin 
is  often  useful  for  replenishing  the  reduced 
albumin  pool.   Deficiencies  of  prothrombin, 
clotting  factors  Vll,  IX,  and  X,  fibrinogen  and 
vitamin  K,  all  manufactured  normally  in  the 
liver,  and  all  necessary  for  maintenance  of  blood 
coagulation,  can  be  corrected  by  transfusion  of 
stored  bank  blood.  There  may  be  a  place  for 
corticosteroid  therapy  in  the  early  stages  of 
the  disease,  since  it  improves  hepatic  storage 
of  BSP  by  improving  bilirubin  metabolism  in  the 
hepatic  cell  and  the  absolute  synthetic  rate  for 
al bumi  n . 

6061      THE  RESPONSE  OF  THE  LIVER  TO  IMPLANTATION 

OF  ARTIFICIAL  BILE  DUCTS.   (E.) 
Aterman,  K.  (Dalhousie  U.  Dept.  Pathol.,  Halifax, 
Nova  Scotia,  Canada),  H.  Lau  and  D,  A.  Gil  lis. 
J.    Pediatr.    Surg.    6('4)  :4l  3-'»20,  1971. 

The  alleviation  of  exper imental ly- i nduced  obstruc- 
tive jaundice  (common  bile  duct  ligation)  by 
implantation  in  liver  parenchyma  of  perforated 
silicone  rubber  or  silver  "artificial  bile  diets" 
was  studied  in  dogs.   A  functional  artificial 
bile  duct  could  not  be  achieved  by  this  method. 
Detailed  study  of  the  histological  response  to 
the  implantation  of  cannulas  showed  an  encapsulating 
fibrous  tissue  response  that  becomes  more  dense 
with  time.   In  some  instances  granulation  tissue 
penetrated  through  the  pores  of  the  artificial 
duct  into  the  lumen,  thus  obstructing  drainage. 
Proliferation  of  the  bile  ducts  was  not  observed 
nor  was  their  penetration  into  the  tissue  capsule. 


6062      NONCIRRHOTIC  PORTAL  FIBROSIS.   (E.) 

Sama.  S.  K.  (All-India  Inst.  Med.  Sci., 
New  Delhi,  India),  S.  Bhargava,  N.  Gopi  Nath, 
J.  R.  Talwar,  N.  C.  Nayak,  B.  N.  Tandon  and  K.  L. 
Wig.  Am.    J.    Med.    51 (2) : 1 60-I 69,  197). 

Clinical,  biochemical,  roentgenologic,  hemodynamic 
immunologic,  histologic  and  ul tras tructural 


features  of  noncirrhotic  portal  fibrosis  (portal 
hypertension  without  demonstrable  intrahepatic 
or  extrahepatic  obstruction)  in  75  of  300  cases 
of  portal  hypertension  were  studied.   Most 
patients  presented  with  marked  splenomegaly, 
recurrent  esophageal  hemorrhage  and  minimal 
features  of  hepatocellular  failure.   Alpha- 
globulin,  6-globulins  and  immunoglobulin  G  were 
elevated.  There  was  a  marked  gradient  between 
splenic  pressure  and  wedged  hepatic  vein  pressure 
indicating  an  increase  in  pres i nusoidal  resistance; 
hepatic  blood  flow  was  generally  normal. 
Roentgenological ly  the  portal  and  splenic  veins 
were  dilated  and  tortuous,  esophageal  varices 
were  marked  and  hepatofugal  collaterals  were 
evident.  The  gross  appearance  of  the  liver  at 
shunt  surgery  or  autopsy  varied  from  normal  to 
distinctly  nodular,  resembling  cirrhosis.   Hepatic 
architecture  was  fairly  well  preserved  on  needle 
biopsy  specimens  except  for  nonspecific  fibrotic 
and  necrotic  changes,   \tedge  biopsy  revealed 
focal  occlusive  changes  in  the  medium  sized 
radicals  of  the  portal  vein,  changes  considered 
specific  for  this  disease.   On  electron  microscopy 
the  space  of  Disse  was  collagenized  and  widened. 
The  operative  mortality  following  shunt  surgery 
in  26  patients  was  10.7^.   Splenorenal  shunt  was 
better  tolerated  than  portocaval  shunt,  but  was 
associated  with  postoperative  bleeding  in  18. 81 
of  the  cases. 


6063      ANOMALOUS  SERUM  PROTEIN  IN  HEPATO- 

CARCINOMA  AND  HEPATIC  METASTASES,   (E.) 
Lippi,  U.  (p.  Cosma  Hosp.,  Padua,  Italy),  A. 
Villa,  R.  Pavan  and  G.  Guidi.  Am.    J.    Clin. 
Pathol.    5f^(2):227-229,  1971. 

Disk  electrophoresis  was  used  to  analyze  381 
serum  specimens  from  healthy  individuals  and 
patients  with  hepatic  mestastases  or  hepatocarcf- 
noma .   In  the  el ectrophoret ic  patterns  of  some 
sera  an  extra  band  was  detected,  migrating  in  the 
polyacrylamide  gels  as  a  postalbumin  (al  region). 
This  protein  abnormality  was  directly  related 
to  the  presence  of  primary  or  secondary  hepatic 
neoplasms.   The  anomalous  protein  was  not  found 
in  sera  from  children  or  adults  with  viral 
hepatitis,  treated  with  corticoid  therapy  or  not, 
or  infectious  hepatitis,  with  or  without  Australia 
antigen.   The  protein  was  also  absent  in  sera 
from  newborns  and  in  sera  from  patients  with 
extrahepatic  diseases  (neoplastic  or  not);  this 
protein  seems  to  have  no  antigenic  properties. 
Possibly  a  protein  produced  by  the  hepatic  cell 
is  a  response  to  inflammation  produced  by  the 
hepatic  metastases  or  by  the  primary  hepatic  tumors, 


606't      BILIARY  LIPID  SECRETION  AND  BILE 

COMPOSITION  AFTER  ACUTE  AND  CHRONIC 
INTERRUPTION  OF  THE  ENTEROHEPATI C  CIRCULATION  IN 
THE  RHESUS  MONKEY.   IV,   PRIMATE  BILIARY  PHYSIOLOGY. 
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(Ej   Dowling,  R.  H,  (Postgrad.  Med.  Sch.,  London), 
E.  Mack  and  D.  M.  Small.  J.    Clin.    Invest.    50(3): 
1917-1926,  1971. 

After  complete  acute  interruption  of  the  entero- 
hepatic  circulation  (production  of  total  biliary 
fistula)  bile  volume  and  secretory  rates  remained 
normal  or  high  for  2  hr,  the  volume  then  falling 
moderately  and  secretion  rates  decreasing  markedly 
to  reach  low  points  at  about  '(  hr.   Bile  salt 
decreased  to  a  greater  extent  than  phospholipid 
and  cholesterol,  and  the  bile  was  supersaturated 
with  cholesterol.   Between  12  and  24  hr  after 
interruption  of  the  enterohepat ic  circulation,  a 
new  steady  state  was  reached  in  which  there  was 
a  relative  deficiency  of  bile  salt  and  an  increase 
in  phospholipid  and  cholesterol.   Hence,  within 
hours  after  interruption,  a  bile  instability 
which  is  conductive  to  gallstone  formation  occurs. 
Bile  composition  after  chronic  interruption  of 
the  enterohepat ic  circulation  by  large  scale  (two- 
thirds)  ileal  resection  produced  less  marked 
changes,  the  cholesterol  remaining  soluble  in  the 
bile  because  of  a  concomitant  relative  increase 
in  phospholipid.   After  controlled  interruption, 
secretion  rates  and  the  relative  concentrations 
of  bile  salt,  phospholipid  and  cholesterol  did 
not  change  from  control  values  until  more  than 
1Q%   of  the  bile  was  diverted.   Acute  interruption 
of  the  enterohepat ic  circulation  in  humans,  as 
during  prolonged  fasting  when  the  bile  salt  pool 
rests  in  the  gallbladder  and  does  not  circulate, 
could  be  related  to  gallstone  formation. 


6065      HUMAN-BABOON  CROSS-CIRCULATION  FOR 

TREATMENT  OF  HEPATIC  COMA.   (E.) 
Hollander,  D,  (\Vilford  Hall  USAF  Med.  Ctr., 
Lackland,  AFR,  Tex.),  G.  Klebanoff  and  R.  T. 
Osteen.  J/l/M  21 8  ( 1 )  :67-71  ,  1971. 

A  Ag-yr-old  white  male  alcoholic  admitted  vi/ith 
hepatic  failure  due  to  alcoholic  hepatitis  was 
cross-circulated  with  a  baboon  for  5-j  hr,  when 
his  renal  function  tests  continued  to  deteriorate. 
At  the  onset  of  the  cross-circulation  the  patient 
was  unresponsive  to  painful  stimuli  but  within  6 
hr  showed  spontaneous  movements,  response  to  deep 
pain,  and  response  to  voice  stimuli  in  that  order. 
Despite  dramatic  improvement  in  mental  status,  10 
hr  after  termination  of  cross-circulation,  the 
patient's  liver  and  renal  function  tests  began 
to  deteriorate  rapidly.   However,  by  36  hr  the 
patient  could  follow  simple  commands  and  his 
encephalopathy  gradually  disappeared.   A  follow- 
up  evaluation  disclosed  a  normal  serum  bilirubin 
value,  alkaline  phosphatase  level,  SCOT  level  and 
serum  albumin  value.   Neurological  evaluation 
disclosed  no  abnormalities  and  his  mentation  was 
normal.   Heterologous  cross-circulation  merits 
farther  evaluation  as  a  therapeutic  modality  for 
fulminant  hepatic  failure. 


6066      LEIOMYOSARCOMA  OF  HEPATIC  VEIN  AND  THE 
BUDD-CHIARI  SYNDROME.   (E.)   MacMahon, 
H.  E.  (Tufts-New  England  Med.  Ctr.,  Boston,  Mass.) 


and  H.  G.  Ball,  III.  Gastroenterology   61(2): 
239-2'(3,  1971. 

Leiomyosarcoma  underlying  the  Budd-Chiari  syndrome 
is  reported  in  an  elderly  male  patient  wito  died 
in  ultimate  hepatic  and  renal  failure.   The 
primary  site  of  the  leiomyosarcoma  was  a  hepatic 
vein  in  the  liver.   It  protruded  into  the 
inferior  vena  cava  leading  to  venous  stasis  and 
edema  in  the  lower  extremities  and  abdomen. 
Based  on  size,  the  tumor  had  been  latent  in  the 
liver  and  inferior  vena  cava  long  before  edema 
became  serious.   Venous  thrombosis  subsequent  to 
an  exploratory  laparotomy  and  not  the  tumor  is 
believed  to  have  initiated  an  abdominal  catastrophe 
by  blocking  blood  flow  from  the  liver  with 
extensive  necrosis  of  the  liver,  portal  hyper- 
tension, uncontrollable  ascites,  and  hepatic  and 
renal  failure.   This  is  believed  to  be  the 
second  case  reported  of  a  leiomyosarcoma  arising 
in  a  hepatic  vein  underlying  the  Budd-Chiari 
syndrome.   A  brief  discussion  of  other  conditions 
causing  the  Budd-Chiari  syndrome  is  included. 


6067      CHOLANGIOGRAPHIC  FINDINGS  IN  DISEASES 

OF  THE  LIVER:   A  POSTMORTEM  STUDY. 
(Eo)   Legge,  D.  A.  (IJ.  Minnesota  Mayo  Grad.  Sch. 
Med.,  Rochester),  H.  C.  Carlson  and  J.  Ludwig. 
Am.    J.   Roentgenol.    Radium  Ther.    Nucl.   Med. 
113(n:3'i-'tO;  1971. 

Cholang ioqrams  were  performed  in  100  autopsy 
cases  to  evaluate  intrahepatic  changes  in  a 
variety  of  hepatic  diseases.   Of  the  100  cases, 
67  were  normal  both  cholang iograph ical ly  and 
anatomically.   Of  the  remaining  33,  2  had  lympho- 
matous  involvement  of  the  liver  but  normal 
chol ang iograms ,  7  had  cholang iograph ic  changes 
resulting  from  previous  cholecystectomy  cr  from 
advanced  age,  15  had  abnormal  chol angiograms  due 
to  metastatic  involvement  of  the  liver  (13  cases) 
or  lymphomatous  infiltration  (2  cases),  and  the 
remaining  9  had  chol ang iographic  changes  caused 
by  fatty  changes  of  the  liver  (3  cases),  post- 
necrotic cirrhosis  (5  cases)  and  chol ang iol i t ic 
hepatitis  (l  case).   In  most  cases  with  previous 
cholecystectomy  there  was  dilatation  of  the  intra- 
hepatic ducts,  whereas  in  cases  with  carcinomatous 
liver  metastases  there  was  displacement  with  or 
without  narrowing  and  dilatation.   Straightening 
and  elongation  of  the  intrahepatic  ducts  was  seen 
in  association  with  2  of  'i  cases  of  lymphoma  and 
fatty  infiltration.   Cirrhosis  was  associated 
with  crowding  and  displacement  of  ducts.   In  1 
case  of  chol ang iol i t ic  hepatitis  the  chol ang iogram 
showed  crowding  and  displacement  associated  with 
multiple  areas  of  focal  narrowing  in  the  ducts 
as  well  as  marked  dilatation  of  the  left  hepatic 
ducts  without  filling  of  the  peripheral  branches. 


6O6B      HEPATIC  CRYOSURGERY.   ACUTE  AND  LONG- 
TERM  EFFECTS.   (E.)   Healey,  W.  V. 
(Roosevelt  Hosp.,  New  York,  N.  Y.),  C.  J.  Priebe, 
Jr.,  S.  M.  Farrer  and  L.  L.  PhillipSo  Arch. 
Surg.    103(3)  :38't-392,  1971. 
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Forty-nine  hepatic  lobes  from  3'*  dogs  were  frozen 
from  5  to  60  min  with  a  liquid  nitrogen  cryoprobe. 
Bleeding  from  the  injured  liver  was  promptly 
controlled  as  the  tissue  became  solidly  frozen. 
When  the  probe  was  warmed  and  withdrawn  from  the 
tract  of  injury,  thawing  slowly  occurred  and 
bleeding  ensued  from  the  deep  liver  fracture  sites. 
Eleven  of  3'*  animals  died  during  the  first  2k    hr 
following  surgery  due  to  continued  blood  loss. 
In  22  animals  bleeding  was  controlled  with  sutures 
and  these  dogs  did  well  after  freezing  of  up  to 
350  cubic  cm  of  hepatic  parenchyma.   The  cryoprobe 
permitted  controlled  destruction  of  a  sharply 
demarcated  area  of  liver.   Necrosis,  peripheral 
inflammation  and  slow  resorption  occurred. 
Minimal  scar  tissue  was  present  In  4-6  months. 
Platelets  and  fibrinogen  levels  were  decreased 
and  prothrombin  and  partial  thromboplastin  times 
were  prolonged  in  animals  with  frozen  livers. 
These  changes  suggested  that  disseminated  Intra- 
vascular coagulation  may  have  occurred  Immediately 
after  the  necrosis.   Hence,  freezing  produces 
temporary  hemostasis  In  severely  Injured  canine 
1 iver. 


6069      INTRAHEPATIC  OBSTRUCTIVE  JAUNDICE  DUE 

TO  AMYLOIDOSIS  OF  THE  LIVER,   A  CASE 
REPORT  AND  REVIEW  OF  THE  LITERATURE,   (E.)   Levy, 
M.  (Hadassah  U.  Hosp.,  Jerusalem),  C,  H,  Fryd 
and  M.  Ellakim,  Gastroenterology   61  (2)  :  23'(-23B, 
1971, 

The  main  clinical  manifestations  In  a  57-yr-old 
male  with  severe  intrahepatic  obstructive  jaundice 
were  pruritus,  weight  loss,  acholic  stool, 
abdominal  pain,  hepatomegaly,  ascites,  and 
gastrointestinal  bleeding.   The  appearance  of 
elevated  alkaline  phosphatase  and  cholesterol 
levels,  normal  or  slightly  elevated  transaminase 
activity,  and  negative  flocculation  tests  raised 
the  possibility  of  extrahepatic  biliary  obstruction 
by  a  stone  in  the  common  duct  or  by  a  pancreatic 
tumor.  This  suspicion  was  further  substantiated 
by  the  alleged  rarity  of  jaundice  (51)  In 
amyloidosis  of  the  liver  and  by  the  fact  that 
amyloidosis  may  be  secondary  to  malignancy.   How- 
ever, postmortem  examination  revealed  that  the 
sole  cause  of  the  jaundice  was  amyloid  deposition 
in  the  liver  which  strangled  the  hepatic  cells, 
encased  the  bile  ducts,  and  caused  severe  bile 
stasis.   The  pancreas,  although  enlarged,  did 
not  compress  the  common  bile  duct.   A  review  of 
the  literature  revealed  ^4  additional  cases  where 
Intrahepatic  biliary  obstruction  was  due  to 
amyloidosis  of  the  liver,  presenting  a  difficult 
diagnostic  problem. 


6070      TRAUMATIC  HEPATIC  SEQUESTRA.   (E.) 

Turrill,  F.  L.  (5'tO  N.  Central  Ave,, 
Glendale,  Calif.),  A.  J,  Donovan  and  F,  L,  Facey. 
Am.    J.    Surg.    1 22  (2) : 1 75-1 82 ,  1971. 

Five  patients  with  hepatic  sequestra  due  to  blunt 
trauma  to  the  abdomen  resulting  in  major  injury 


to  the  right  lobe  of  the  liver  are  presented. 
Closure  of  the  liver  fracture  was  performed  in  3 
cases,  right  hepatic  lobectomy  In  1  case,  and  in 
the  patient  with  a  large  hematoma  under  an 
intact  Gllsson's  capsule,  suturing  was  not  con- 
sidered necessary.   Each  patient  presented  a 
diagnostic  dilemma  regarding  the  cause  of  persistent 
fever  after  the  Initial  operative  procedure, 
apparently  adequate  drainage,  and  appropriate 
intensive  antibiotic  therapy.   The  critical 
diagnostic  studies  in  identification  of  a  hepatic 
sequestrum  in  each  instance  proved  to  be 
scintillation  scanning  of  the  liver.  Injection 
of  contrast  material  into  sinus  tracts,  and/or 
T-tube  cholangiography.  The  use  of  antero- 
posterior and  lateral  scannograms  in  combination 
proved  to  be  particularly  helpful  In  the  localiza- 
tion of  sequestra  and  In  deciding  where  to  make 
the  incision  for  their  removal. 


6071      PRIMARY  LIVER  CANCER.   (E.)   Curutchet, 

H.  P.  (Med.  Coll.  Virginia,  Richmond), 
J.  J,  Terz,  S.  Kay  and  \'l.  Lawrence,  Jr.  Surgery 
70(3):'t67-'t79,  1971. 

The  records  of  65  patients  with  histologically 
proven  primary  liver  cancer  observed  over  an  18- 
yr  period  were  reviewed  with  regard  to  clinical 
and  laboratory  findings  and  surgical  treatment. 
The  most  frequent  presenting  symptoms  were  pain 
(88%)  and  weight  loss  (77%)  with  abdominal  pain 
localized  in  the  right  upper  quadrant  In  6]%. 
Serum  bilirubin  levels  were  elevated  In  2'4 
patients  Initially  and  in  17  of  the  other  h]     In 
subsequent  studies.   BSP  retention  was  abnormal 
in  most  cases  (911).   In  18  of  22  patients  (8l%) 
liver  scans  with  abnormalities  diagnostic  of 
primary  liver  cancer  were  observed.   Primary 
tumors  arose  in  cirrhotic  livers  in  60%  of  these 
patients  In  whom  cirrhotic  changes  could  be 
determined  {k7%   overall).   The  histologic 
diagnosis  was  made  on  biopsy  material  obtained 
at  laparotomy  In  kk   patients,  from  percutaneous 
needle  biopsy  in  19,  and  at  autopsy  in  3,   While 
20  patients  underwent  an  exploratory  laparotomy 
for  diagnostic  purposes  only,  33  underwent  this 
procedure  for  consideration  of  primary  resection. 
Of  the  33  cases  lobectomy  was  performed  in  6  and 
transplantation  In  1,   Al 1  6  of  the  lobectomy 
patients  survived  the  operation  and  2  are  still 
alive  31  and  36  months  after  surgery. 


6072 


A  COMPARISON  OF  HEMOSIDEROSIS  AND 


HEMATOPOIESIS  AFTER  END-TO-SIDE  AND 
SIDE-TO-SIDE  PORTACAVAL  SHUNT,   (E.)   Doberneck, 
R.  C.  (U.  New  Mexico  Sch.  Med.,  Albuquerque). 
Surgery   70(3)  :'t28-431  ,  1971. 

Weight  loss,  hemosiderosis,  and  hematopoles i s 
following  end-to-side  and  side-to-slde  portocaval 
shunt  were  compared  In  dogs.   Hepatic  hemosiderin 
increased  markedly  In  9  of  11  dogs  after  end-to- 
slde  portocaval  shunt  but  in  only  k   of  12  dogs 
after  side-to-slde  shunt.   Mean  splenic  hemosiderin 
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increased  markedly  after  end-to-side  shunt  but 
only  moderately  after  side-to-side  shunt.   While 
weight  loss  was  marked  after  end-to-end  shunt 
(mean  28%)  it  was  minimal  after  side-to-side  shunt 
(3%).      Ten  of  11  dogs  died  after  end-to-side  shunt, 
whereas  only  3  of  12  dogs  died  after  side-to-side 
shunto   The  mean  rib  marrow  space  occupied  by  fat 
increased  moderately  following  both  procedures 
indicating  a  depression  of  hematopoies is . 


6073      HEPATOMA  DEVELOPING  IN  HEMOCHROMATOSIS 

IN  SPITE  OF  ADEQUATE  TREATMENT  BY 
MULTIPLE  PHLEBOTOMIES.   (E.)   Hines,  C,  Jr. 
(Alton  Ochsner  Med.  Found.,  New  Orleans,  La.), 
W.  D.  Davis,  Jr.  and  W.  A.  Ferrante.  Am.    J.    Dig. 
Dis.    l6('»):349-355,  1971. 

A  case  of  hepatoma  which  developed  in  a  patient 
following  multiple  phlebotomies  for  hemochromatosis 
is  presented.   At  laparotomy,  biopsy  of  the  liver 
revealed  that  the  liver  tissue  not  involved  with 
tumor  was  free  of  any  sign  of  hemochromatosis, 
other  than  cirrhosis.   Serum  iron  studies  were 
no  longer  compatible  with  a  diagnosis  of  hemo- 
chromatosis, and  the  patient's  blood  sugar  and 
insulin  response  were  normal.   Six  months  after 
the  discovery  of  the  hepatoma  (31  months  after 
beginning  phlebotomy  treatment  and  6  months  after 
the  last  treatment)  serum  iron  was  68  mg,  un- 
saturated transferrin  was  2't8  mg,  and  total 
transferrin  was  316  mg.   The  apparent  increased 
incidence  of  carcinoma  in  hemochromatosis  (as 
opposed  to  nutritional  cirrhosis)  may  Indicate  a 
possible  role  for  iron  as  a  permissive  agent  in 
the  development  of  carcinoma. 


607^*      INTRAHEPATIC  CHOLESTASIS  OF  PREGNANCY 
AND  ITS  TREATMENT  WITH  CHOLESTYRAMINE. 
(E.)   Huisjes,  H.  J.  (Groningen  U.  Hosp., 
Netherlands).  Eur.    J.    Obstet.    Gyneaol.    1(1): 
11-19,  1971. 

In  a  study  of  about  3700  pregnancies  over  a 
period  of  3  yr,  12  were  found  to  have  intrahepatic 
cholestasis.   The  clinical  picture  was  always 
dominated  by  pruritus.   In  7  patients  mild  to 
moderate  Jaundice  was  also  diagnosed.   All 
pregnancies  except  3  ended  spontaneously  before 
the  end  of  the  38th  week.   In  2  parturitions  a 
hemorrhage  of  500  ml  or  more  was  observed.  Two 
patients  had  a  positive  family  history.   Laboratory 
data  included  a  variable  alkaline  phosphatase 
elevation  and  a  postpartum  dip  in  bilirubin. 
Recurrence  of  cholestasis  (2  of  3)  after  chole- 
cytectomy  would  seem  to  exclude  a  causal  relation- 
ship between  the  two,  but  a  common  predisposition 
to  both  disorders  might  be  possible.  Treatment 
with  cholestyramine  resin  generally  gave  good 
results  with  partial  relief  being  achieved  in 
most  patients. 


6075      EFFECT  OF  EXPERIMENTAL  PORTAL  HYPER- 
TENSION ON  THE  GASTROINTESTINAL  TRACT 


IN  THE  RAT.  (Fr.)  Guerrin,  F.  (CHU  Sch.  Med., 
Lille,  France),  J.  P.  Latreille,  J.  Baillet  and 
B.  Gosselin.  C_.  R.  Soc.  Biol.  (Paris)  l6't(10): 
20^47-2051,  1970. 

By  a  modification  of  Dragstedt's  technique,  portal 
hypertension  was  induced  in  Wistar  rats  by  2- 
step  ligation  of  the  portal  trunk  at  8  hr 
intervals.   Microscopic  changes  in  the  glandular 
stomach  were  found  in  17  of  3'^  rats  and  consisted 
of  mucosal  congestion  (8),  inflammation  (7), 
superficial  necrosis  (7),  and  mucosal  ulceration 
Ct) .   Intestinal  changes,  which  were  not  visible 
on  gross  examination,  were  found  in  \h   of  20 
rats  and  consisted  of  mucosal  congestion  (11), 
inflammation  (l),  and  superficial  necrosis  (6); 
none  of  the  rats  developed  intestinal  ulcers. 
The  mean  pH  of  the  gastric  mucosa  of  30  rats, 
measured  2-16'*  days  after  portal  ligation,  was 
significantly  higher  in  rats  with  portal  hyper- 
tension than  in  controls  while  no  appreciable 
difference  was  found  in  the  pH  of  the  jejunal 
mucosa  in  these  2  groups  of  animals.   Changes  in 
the  gastric  mucosa  of  rats  with  portal  hypertension 
are  attributed,  at  least  partially,  to  the 
development  of  portocaval  anastomoses  which 
decrease  blood  flow  and  result  in  tissue  hypoxia 
and  necrosis.   The  extent  to  which  hemodynamic 
disorders  were  compensated  might  account  for  the 
presence  or  absence  of  gastrointestinal  changes 
in  rats  with  portal  hypertension. 


6076      LIVER  MORPHOLOGY  AND  BIOCHEMISTRY  IN 

EIGHT  OBESE  PATIENTS  TREATED  WITH 
JEJUNOILEAL  ANASTOMOSIS.   (E.)   Juhl  ,  E. 
(Bispebjerg  Hosp.,  Copenhagen),  P.  Chri stof fersen , 
H.  Baden  and  F.  Quaade.  N.    Engl.    J.    Med.    285(10): 
5't3-5'*7,  1971. 

The  effect  of  jejunoileal  anastomosis  on  liver 
morphology  and  function  was  studied  in  10 
surgically  treated  obese  patients.   At  no  time 
did  the  patients  present  clinical  evidence  of 
liver  disease.   Prothrombin  decreased,  but 
remained  within  normal  limits,  and  BSP  retention, 
which  was  slightly  elevated  before  operation, 
became  normal.   No  significant  changes  were 
observed  in  alkaline  phosphatase,  aspartate 
transaminase,  bilirubin,  serum  albumin  or  serum 
y-globulin.   Of  7  patients  biopsied  both  during 
and  after  surgery,  steatosis  increased  in  3, 
decreased  in  3,  and  was  unchanged  in  1.   Extreme 
degrees  of  fatty  changes  were  noted  in  2  patients 
at  operation,  but  were  not  observed  following 
surgery.  Weight  loss  or  length  of  follow-up 
time  did  not  correlate  with  changes  in  degree  of 
fatty  infiltration. 


6077      EXCHANGE  TRANSFUSION  IN  HEPATIC  COMA. 

A  REVIEW  OF  19  CASES.   (E.)   McKechnie, 
J.  C.  (Baylor  U.  Coll.  Med.,  Houston,  Tex.)  and 
T.  Hersh.  Am.   J.    Gastroenterol.-   56(1 ) :  1  7-'43, 
1971. 
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6078      RELATION  BETWEEN  CELL  TYPES  IN  PRIMARY 

CULTURES  OF  ADULT  HUMAN  LIVER  AND 
HEPATIC  DISEASES.   (E.)   Le  GuiHy,  Y.  (Bontchaillou 
Hosp.,  Rennes,  France),  M.  Kerbaol ,  J.-C.  Le  Verger, 
A.  GuHlouzo,  P.  Lenoir  and  M.  BoureT.  Avdh.    Fr, 
Mai,    App.    Dig.    60(6-7,  Suppl.  2):113-122,  1971. 


6079 


IVER 


GASTROINTESTINAL  BLEEDING  IN  LI 
DISEASE.   (E.)   CoodJey,  E.  L. 
(Hahnemann  Med.  Coll.  Hosp.,  Philadelphia,  Pa.), 
Am.    J.    Gastroenterol.    56(2)  :  1  I8-I  2't,  1971. 


6087      PRIMARY  CARCINOMA  OF  THE  LIVER: 

CLINICAL  AND  RADIOLOGIC  MANIFESTATIONS. 
(E.)  Jewel,  K.  Lo  (US  Public  Health  Serv.  Hosp., 
Staten  Island,  N.  Y.).  Am.  J.  Roentgenol.  Radium 
Ther.   Nuol.   Med.    1 1 3(l)  iS^i-^l  ,  1971. 


6088      HEPATIC  COMA.   EVALUATION  OF  THE 

RESULTS  OF  CONVENTIONAL  THERAPY  IN  52 
PATIENTS.   (Sp.)   Vasconcellos,  D.  (FMUFPMed. 
Clin.,  Recife,  Brazil).  Rev,    Esp.    Enferm,   Apar. 
Dig,    35(1):103-118,  1971. 


6080      PRIMARY  LEIOMYOSARCOMA  OF  THE  LIVER. 

(E.)   Wilson,  S.  E.  (VA  Ctr.,  Los 
Angeles,  Calif.),  H.  Braitman,  W.  G.  Plested  and 
W.  P.  Longmire,  Jr.  Ann,    Surg.    1 7^ (2) :232-237, 
1971. 


6089      DEVELOPMENT  OF  PORTAL  HYPERTENSION  IN 

HEPATIC  SCHISTOSOMIASIS.   (Sp.)   Beker, 
S.  (Cent.  U.  Venezuela  Sch.  Med.,  Caracas). 
GEN   (Caracas)    25 (3) :259-266 ,  1971. 


6081      LEIOMYOSARCOMA  OF  L I GAMENTUM  TERES  OF 

THE  LIVER.   (E.)   Mital,  R.  N.  (Maulana 
Azad  Med.  Coll.,  New  Delhi,  India)  and  G. 
Bazaz-Malik.  Am.    J.    Gastroenterol.    56(l):^8-51, 
1971. 


6090      PIG-LIVER  PERFUSION.   EXTRACORPOREAL 

PIG-LIVER  PERFUSION  IN  A  PATIENT  WITH 
ACUTE  HEPATIC  FAILURE.   (E.)   Lempinen,  M.  (Univ. 
Cent.  Hosp.,  Helsinki),  Y.  Collan,  A.  Sivula,  E. 
Merikallio,  K.  Salmenkivi,  M.  Paloheimo,  M.  T. 
Turunen,  E.  J.  Jokinen  and  J.  Ahlqvist.  Saand. 
J.    Gastroenterol.    6(5) :377-383,  1971. 


6082      COMMUNICATING  CAVERNOUS  ECTASIA  OF  THE 
INTRAHEPATIC  DUCTS  (CAROLI'S  DISEASE). 
(E.)   Mujahed,  Z.  (New  York  Hosp. -Cornel  1  U.  Med. 
Ctr.,  N.  Y.),  F.  Glenn  and  J.  A.  Evans.  Am.    J, 
Roentgenol,    Radium  Ther.    Nual,    Med.    113(0:21-26, 
1971. 


6091      CLOSED  TRAUMATISMS  OF  THE  LIVER„ 

ANATOMICAL,  CLINICAL  AND  THERAPEUTIC 
STUDY  OF  36  CASES.   (Fr.)   Gautier  Benoit,  C. 
and  J.  M.  Fail  Ion.  Lille   Chir.    25  (6)  :253-26i( , 
1970. 


6083      ANGIOGRAPHY  IN  CAVERNOUS  HEMANGIOMA  OF       6092 

THE  LIVER.   (E.)   McLoughlin,  M.  J. 
(Toronto  Gen.  Hosp.,  Ontario,  Canada).  Am.    J.  Can. 

Roentgenol.    Radium  Ther.    Nuol.   Med.    113(0:50-55, 
1971. 


(>08k  SCINTILLATION  SCANNING  OF  LIVER  CELL 

ADENOMA.   (E.)   Sackett,  Jo  F.  (Mary 
Hitchcock  Mem.  Hosp.,  Hanover,  N,  H.),  W.  T. 
Mosenthal ,  R.  K.  House  and  R.  F.  Jeffery.  Am.    J, 
Roentgenol.    Radium  Ther,    Nual.   Med,    113(0:56-60, 
1971. 


6085      ANGIOGRAPHIC  APPEARANCE  OF  BENIGN  AND 

MALIGNANT  HEPATIC  TUMORS  IN  INFANTS  AND 
CHILDREN.   (E.)   Moss,  A.  A.  (U.  California  Sch. 
Med.,  San  Francisco),  R.  E.  Clark,  A.  J.  Palubinskas 
and  A.  A.  deLorimier.  Am,    J,    Roentgenol,    Radium 
Ther,   Nual,   Med,    113(0:61-69,  1971. 


CHOLESTYRAMINE.   (E.)   Thompson,  W.  G. 
(civic  Hosp.,  Ottawa,  Ontario,  Canada) 
Med.   Assoc.    J.    lOi* (4): 305-309,  1971. 


6086      ANGIOGRAPHY  OF  PRIMARY  LIVER  CANCER. 

(E.)   Kido,  C.  (Aichi  Cancer  Ctr.  Hosp., 
Nagoya,  Japan),  T.  Sasaki  and  M.  Kaneko.  Am.    J. 
Roentgenol.   Radium  Ther.   Nuol.   Med.    113(0:70-81,      6O96 
1971. 


6093      A  CASE  OF  ABNORMAL  INTRAHEPATIC  BILE 

DUCT  ARRANGEMENT  SUBMITTED  TO  THREE 
DIMENSIONAL  RECONSTRUCTION.   (E.)   Jorgensen,  M. 
(Univ.  Inst.  Pathol.  Anat.,  Copenhagen).  Acta 
Pathol.    Microbiol,   Saand,    [A]    79(3) :303-306, 
1971. 


609'*      NIEMANN  PICK  DISEASE  AND  GIANT  CELL 

TRANSFORMATION  OF  THE  LIVER.   (E.) 
Ashkenazi,  A.  (Hebrew  U.-Hadassah  Med.  Sch., 
Jerusalem),  R.  Yarom  and  A.  Gutman,  Acta 
Paediatr.    Saand.    60(3) :285-29A,  1971. 


6095      THREE  CASES  OF  ECHINOCOCCOSIS  IN 

CHILDREN.   (E.)   Beau,  A.  (Sch  Med., 
Nancy,  France),  P.  Collignon  and  J.  Fays.  Ann. 
Chir.    Infant.    12(0:35-38,  1971. 


HEPATIC  ARTERY  ANEURYSM.   DIAGNOSTIC 
AND  SUCCESSFUL  SURGICAL  TREATMENT. 
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(E.)   Abraham,  R.  A.  (U.  Mississippi  Med.  Ctr., 
Jackson),  J.  Stone,  J.  H.  Conn  and  C.  M.  Chavez. 
Angiology   22(3)  :  1  3'*-l'40,  1971. 


6097      TRANSFER  RIBONUCLEIC  ACIDS  IN  RAT  LIVER 

AND  MORRIS  5123  MINIMAL  DEVIATION 
HEPATOMA.   (E.)   Gonano,  F.  (U.  Modena  Inst. 
Gen.  Pathol.,  Italy),  V.  P.  Chiarugi,  G.  Pirro 
and  M.  Marini.  Bioahemistry    1 0(5) :900-908,  1971. 


ASSOCIATED  COAGULATION  DEFECTS.   (E.)   Srouj i 
M.  N.  (Gen.  Hosp.,  Philadelphia,  Pa.),  M.  L. 
\/ilIiams  and  J.  H.  Werner.  J.    Pediatr.    Surg. 
6(0:56-61  ,  1971. 


6107      LEVELS  OF  FREE  AMINO  ACIDS  IN  THE 

BLOOD  SERUM  IN  SOME  DISEASES  OF  THE 
LIVER.  (Rus.)  Tryaoishko,  A.  D.  Ter.  Arkh. 
't3('t):66-70,  1971. 


6098      NEW  APPROACHES  IN  THE  MANAGEMENT  OF 

FULMINANT  HEPATIC  FAILURE.   (E.)   Krone, 
C.  L.  Ariz.    Med.    28  (M : 284-287 ,  1971. 


6099      HEMIHEPATECTOMY  FOR  TRAUMA.   A  REPORT 

OF  3  CASES.   (Fr.)   Doutre,  L.  P. 
(Saint  Andre  Hosp.,  Bordeaux,  France),  J.  Perissat, 
P.  Hirigoyen  and  J.  C.  Beaul ieu.  Chirurgie 
97(l):25-35,  1971. 


6100      RIGHT  HEMIHEPATECTOMY  FOR  EXTENSIVE 

LIVER  INJURY.   (E.)   Taylor,  I .  (Roy. 
Infirm.,  Sheffield,  England)  and  L.  H.  Blumgart. 
Br.    J.    Clin.    Praat.    25(2):8l-84,  1971. 


6101 

(E.) 
and  R. 
1971. 


INJURY  TO  RIGHT  HEPATIC  ARTERY  AND 
PORTAL  VEIN:   CASE  REPORT  WITH  SURVIVAL. 
(Tulane  U.  Sch.  Med.,  New  Orleans,  La.) 
F,  Weichert.  Am.    Surg.    37 (2) : 1 1  A- 1 1 7, 


6102      THE  MORPHOLOGICAL  SPECTRUM  OF  PRIMARY 

AND  SECONDARY  TUMORS  OF  THE  LIVER  IN 
CHILDREN.   (Ger.)   Mahnke,  P.  F.  (Karl  Marx  U. 
Pathol.  Inst.,  Leipzig,  Germany).  Dtsah. 
Gesu7idheitsv.    26(6)  :260-26't,  1971. 


6103      DRUG  PROPHYLAXIS  OF  HYPERBILIRUBINEMIA 
IN  NEWBORNS.   I.   INFLUENCE  OF  PHENYL- 
BUTAZONE ON  THE  BILIRUBIN  LEVEL  AND  EXTRACELLULAR 
SPACE.   (Ger.)   Gmyrek,  D.  (Humboldt  U.  Gynecol. 
Clin.,  Berlin),  I.  Pietsch  and  M.  Kalz.  Dtsah. 
Gesundheitsv.    26 (l 5) :6Bl -687,  1971. 


6IOA      PORTAL  CATHETERIZATION  AND  HEPATOGRAPHY. 

(E.)   Dai,  N.  D.  (Binh  Dan  Hosp.,  Saigon, 
Vietnam)  and  N.  G.  Khanh.  Far  East  Med.    J. 
7(2):'t3-'t6,  1971. 


6105      GASTRODUODENAL  CHANGES  IN  PORTAL 
HYPERTENSION  IN  CHILDHOOD.   (Fr.) 
Beraud,  C.  (Debrousse  Hosp.,  Lyon,  France),  D. 
Cruaud,  M.  Gamier  and  P.  Villand.  J.    Radiol. 
Eleatrol.    Med.    Hual.    5Z{}-h) : \k5-]^8 ,    I97I. 


6108      BREAST  MILK  JAUNDICE.   EFFECT  OF 
INHIBITORY  BREAST  MILK  AND  3a, 206 
PREGNANEDIOL  ON  GLUCURONYL  TRANSFERASE.   (E.) 
Hargreaves,  T.  (Area  Pathol.  Lab.,  Exeter,  Devon, 
England)  and  R.  F.  Piper.  Arch.    Dis.    Child 
46(246): 195-1 98,  1971. 


6109      ATYPICAL  OPERATIONS  FOR  THE  RELIEF  OF 

PORTAL  HYPERTENSION  IN  CHILDREN.   (Ger.] 
Peiper,  H.  J.  (Univ.  Surg.  Clin.,  Cologne, 
Germany)  and  B.  Buttgen.   Z.  Kinderahir.    9(3-4): 
362-3OO,  1971. 


6110      SILICOSIS  ATTENDED  BY  INVOLVEMENT  OF 

THE  LIVER:   HISTOCHEMISTRY  BY  MEANS  OF 
SPECTROMETRY.   (FrJ   Duprez,  A.  (CHUMed.  Clin. 
C,  Nancy,  France),  C.  Macinot  and  P.  Gaucher. 
Ann.    Med.    Nanay   9(1 2) :771 -774  ,  1970. 


6111      COMPLICATIONS  OF  HYDATIDS  OF  THE  LIVER. 

(Fr.)   Gurkan,  K.  I.  (Cerrahpasa  Surg. 
Clin.,  Istanbul,  Turkey).  Arch.    Un.    Med.    Balkan, 
8(3):245-248,  1970. 


6112      A  LARGE  PEDUNCULATED  LIVER  CELL 

ADENOMA.   (Ger.)   Rafii,  M.  R.  (Med. 
Acad.  Pathol.  Inst.,  Lubeck,  Germany).  Aata 
Hepatosplenol.    (Stuttg.)    1 8  (2) :  1 28-1 35 ,  1971. 


6113 


JUVENILE  CIRRHOSIS  \/lTH  COPIOUS  COPPER 


STORAGE  IN  THE  LIVER. 
I.  (Med.  U.  Szeged  Pathol.  Inst, 
Szabo,  E.  Horvath  and  J.  Ormos. 
(Stuttg.)    18(2) :1 19-128,  1971. 


(Ger.)   Bartok, 
,  Hungary) ,  L. 

Aata  Hepatosplenol. 


6114      LIVER  SCANNING.   (Fr.) 

(Beaujon  Hosp.,  Paris), 
Sicot  and  R.  Fauvert,  Rev.    Prat 
2039-2062,  1971. 


Weiss,  Y. 

D.  Marleau,  C. 

(Paris)    21  (12): 


6106 


NEONATAL  RUPTURE  OF  THE  LIVER:   USE  OF 
EXCHANGE  TRANSFUSION  TO  CORRECT 


6115      COMPARATIVE  INVESTIGATION  OF  ACID 

PROTEINASES  FROM  THE  RAT  LIVER  AND 
SARCOfIA:   FUNCTIONALLY  ACTIVE  GROUPS.   (Rus.) 
Kazakova,  0.  \l .    (Inst.  Biol.,  Moscow)  and  V.  N. 
Orekhovich.  Vopr.    Med.    Khim.    1 7(2) : 1 41 -145, 
1971. 
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6116      CONGENITAL  HEPATIC  FIBROSIS.   THE 
PLACE  OF  RADIOLOGY.   REPORT  OF  10 
CASES.   (Fr.)   Nahum,  H.  (Beaujon  Hosp.,  Clichy, 
France)  and  J.  C.  Reysseguier.  Ann.    Radiol. 
(Paris)    1'i(l-2):65-70,  1971. 


6126      SURGICAL  MANAGEMENT  OF  PORTAL  HYPER- 
TENSION IN  CHILDREN.   (Cz.)   Kabelka, 
M.  (Charles  U.  Pediatr.  Surg.  Clin.,  Prague),  0. 
Hrodek,  1.    Misarova  and  E.  Kolihova.  Rozhl. 
Chir.    50(0:1-10,  1971. 


6117      TWENTY  FOUR  CASES  OF  PORTAL  HYPERTENSION 

IN  CHILDREN.   (Fr.)   Beau,  A.,  M. 
Pierson,  P.  Coll ignon  and  F.  Boileau.  Ann.    Med. 
Nanay    10(2) : 237-255,  1971. 


6118      BENIGN  SURGICAL  JAUNDICE  AFTER  RIGHT 
HEPATIC  LOBECTOMY  FOR  HEPATOBLASTOMA. 
(E.)   Weinberger,  H.  A.  (Lenox  Hill  Hosp.,  New 
York,  N.  Y.)  and  M.  S.  Levbarg.  Am.   J.    Surg. 
121 (5):606-609,  1971. 


6119      PERFUSION  OF  THE  LIVER  WITH  ANTIBIOTICS 

IN  THE  TREATMENT  OF  MULTIPLE  ABSCESSES 
OF  THE  LIVER.   (Hun.)   Faller,  J.  (Semmelweis 
Med.  U.,  Budapest,  Hungary),  A.  Szecseny  and  G. 
Vegh.  Magy.    Sebesz.    2't  (2) :  1  0'4-107,  1971. 


6120      CYSTIC  FIBROADENOMATOSIS  OF  THE  LIVER, 
FOUR  OBSERVATIONS.   (Fr.)   Pierson,  M. 
(CHU  Pediatr.  Surg.  Clin.,  Nancy,  France),  P. 
Coll ignon,  J.  Floquet  and  F.  Boileau.  Pediatrie 
26(l):31-'t6,  1971. 


6127      THE  ULTRASTRUCTURE  OF  PRIMARY  HEPATO- 
CELLULAR CANCER  IN  MAN.   (E.)   Schaff, 
Z.  (Semmelweis  Med.  Sch.,  Budapest,  Hungary),  K. 
Lapis  and  L.  Safrany.  Virohows  Aroh.    [Pathol. 
Anat.]   352('():3'tO-358,  1971. 


6128      MULTICENTRIC  HEMANGIOPERICYTOMA  OF  THE 

LIVER  WITH  CYSTIC  CAVERNOMATOI D 
CONSTITUENTS.   (Ger.)   Klein,  W.  (U.  Dusseldorf 
Pathol.  Inst.,  Germany),  E.  Marx,  J.  Hurter  and 
F.  Huth.  Zentralbl.   Chir.    96(1 1 ) :387-391 ,  1971. 


6129      HEPATIC  ENCEPHALOPATHY.   (E.)   Steigmann, 

F.  and  B.  F.  Clowdus,  II.   Springfield, 
111.,  Charles  C.  Thomas,  1971.  214  pp.  $13.50. 


6130      Entamoeba  histolytica  TROPHOZOITES  IN 
LIVER  ABSCESS  MATERIAL  FROM  PATIENTS. 
(Sp.)   Aubanel ,  M.  (NatU  Med.  Ctr.,  Mexico  City, 
Mexico),  M.  De  La  Torre  Robles  and  B.  Sepulveda. 
Aroh.    Invest.   Med.    1 (Suppl .) :27-30,  1970. 


6121      FIVE  YEAR  FOLLOW  UP  OF  A  CHILD  AFTER 

HEPATIC  COMA  TREATED  WITH  EXCHANGE 
TRANSFUSION.   (Pol.)   Chabudz i nska,  S.  (Med.  Acad. 
Inst.  Pediatr.,  Wroclaw,  Poland),  T.  Partyka  and 
Z.  Rudkowski.  Pediatr.    Pol.    '♦6(2) :  1 97-199,  1971. 


6I3I      NEW  STUDIES  OF  ANATOMICAL-CLINICAL 

RELATIONSHIPS  IN  AMEBIC  LIVER  ABSCESSES. 
(Sp.)   Gonzalez  Montesinos,  F.  (Natl.  Med.  Ctr,, 
Mexico  City,  Mexico),  J.  Aguirre  Garcia  and  A.  F. 
Lee  Ramos.  Aroh.    Invest.   Med.    1 (Suppl .): 1 57-l60, 
1970. 


6122      HEPATIC  PATHOLOGY  AND  HEMODIALYSIS. 

(It.)   Anonymous.  Polialiniao    [Prat.] 
78(3):96-99,  1971. 


6123      THE  RENAL  FUNCTIONS  IN  PATIENTS  WITH 

VIRUS  HEPATITIS  AND  OBSTRUCTIVE  JAUNDICE. 
(Pol.)   Powierza-Kaczynska,  C.  (Med.  Acad  3rd 
Clin.  Intern.  Dis.,  Katowice,  Poland).  Pol.    Tyg. 
Lek.    26(15)  :5'»3-5't5,  1971. 


6124      EVALUATION  OF  PORTOSYSTEMIC  SHUNT  BY 

MEANS  OF  A  NEW  RADIOISOTOPE  TECHNIQUE. 
(Sp.)   Schuller,  A.  (Francisco  Franco  City 
Sanitar.,  Madrid),  A.  Garcia  De  La  Fuente  and  D. 
Jelavic.  Rev.   Clin.   Esp.    120(1 ) :55-60,  1971. 


6125      ACUTE  YELLOW  ATROPHY  OF  THE  LIVER  IN 

PREGNANCY.   (it.)   Gandolfo,  G.  M. 
(Univ.  Roma  Dept.  Semeiot.  Med.,  Italy).  Progr. 
Med.    (Roma)    26(20)  :5')3-5'47,  1970. 


61 32      IMMUNOELECTROPHORESIS  OF  AXENIC  AMOEBIC 

ANTIGEN  IN  THE  PRESENCE  OF  THE  SERUM 
FROM  PATIENTS  WITH  AMEBIC  LIVER  ABSCESS.   (Sp.) 
Lee,  E.  (Natl.  Med.  Ctr.,  Mexico  City,  Mexico), 
0.  Palacios  and  B.  Sepulveda.  Arah.    Invest.   Med. 
l(Suppl.):91-96,  1970. 


6133      MICROHAMARTOMATOSIS  OF  THE  LIVER  AS 
THE  CAUSE  OF  THE  SYNDROME  OF  PORTAL 
HYPERTENSION.   (Rus.)   Vulf,  N,  N.  and  A.  G. 
Mazovetskii.  Klin.   Med.    (Mosk. )    'i9(2)  :31 -36, 
1971. 


6l3't      RECURRENT  CHILLS  AND  FEVER  FOR  FIVE 
YEARS  WITH  WORSENING  LIVER  FUNCTION. 
(E.)  Maynard,  E.  P.,  Ill  (Gen.  Hosp.,  Boston, 
Mass.)  and  B.  Castleman.  N.    Engl.   J.   Med. 
28A(3):l't7-15't,  1971. 


6135 


PROBLEMS  OF  PATHOGENESIS  AND  DIAGNOSIS 
IN  SCLEROSIS  OF  THE  LIVER.   (Rum.) 
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Laky, 
1971. 


D.  Morfol.    Norm.    Patol.    1 6 (1 ) : 31 -40, 


6136      THE  EFFECT  OF  PHYSICAL  STRESS  UPON  THE 
FATE  OF  BROMOSULFOPMTHALEIN  IN  HEALTHY 
PERSONS  AND  IN  PATIENTS  WITH  HEPATITIS.   (Cz.) 
Blahnikova,  L.  (inst.  Clin.  Exp.  Med.,  Prague), 
V.  Rodan  and  E.  Kuhn.  Pvaaov.    Lek.    23 (5) : 1 58-1 60, 
1971. 


6137      NEONATAL  JAUNDICE  DUE  TO  HEPATIC 

IMMATURITY.   RHYS  I OPATHOLOGY  AND  TREAT- 
MENT.  ROLE  OF  ENZYME  INDUCERS.   (Fr.)   Chevrel , 
B.  (St.  Antoine  Hosp.,  Paris)  and  Y,  Hecht.  Rev. 
Med.    Chir.   Mai.    Foie   46(2)  :09-9'(,  1971. 


6138      THE  HEPATICOJEJUNOSTOMY  THROUGH  THE 

FISSURA  LIGAMENT!  TERETIS  OF  SOUPAULT 
AND  COUINAUD  IN  THE  NEOPLASTIC  JAUNDICES.   REPORT 
ON  SIX  CASES.   (Fr.)   Ferry,  C.  (CHU  3rd  Surg. 
Serv.,  Dijon,  France),  A.  Morin,  A.  Repolt  and  P. 
Kirsch.  Sem.    Hop.   Paris   47(1 2) :760-773,  197I. 


6I39      ALVEOLAR  ECHINOCOCCOSIS  OF  THE  LIVER, 
NEW  DATA.   II.   PATHOLOGIC  AND  RADIO- 
GRAPHIC STUDY.   (Fr.)   Mabille,  J.  P.  (CHU  Serv. 
Clin.  Med.,  Dijon,  France),  R.  Michiels  and  M. 
Gaudet.  Sem.    Hop.    Paris   47 (1 2) : 759-767,  1971. 


61 40      HEPATIC  ULTRASTRUCTURE  IN  CHONDROITIN- 
4-SULFATE  MUCOPOLYSACCHARIDOSIS.   (E.) 
Freitag,  F.  (U.  Kiel  Dept.  Pathol.,  Germany),  K. 
Kuchemann,  W.  Schuster  and  J.  Spranger.  Virahows 
Arah.    [Zellpathol.]    8(1): 1-1 5,  197I. 


6141      PROBLEMS  OF  EARLY  DIAGNOSIS  AND 

PREVENTION  IN  CHRONIC  HEPATITIS  AND 
CIRRHOSIS  OF  THE  LIVER.   (Rum.)   Vlaicu,  R. 
Viata  Med.    18(6):242,  I97I. 


6142      AMEBIC  HEPATITIS  SIMULATING  THE  POST- 
OPERATIVE HEPATIC  ABSCESS.   (Rus.) 
Malishev,  D.  T.  Vestn.    Khir.    1 06(l ) : 1 32-1 33, 
1971. 


See  also  numbers:  5546,  5647,  5648,  5649,  5650,  5652,  5654,  5656.  5658,  5659,  5696  5697  5698  5699 
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6143      CHANGES  IN  BILE  FORMATION  AND  BILE 

CAPILLARIES  DURING  THE  DEVELOPMENT  OF 
EXPERIMENTAL  HEPATITIS  AND  CIRRHOSIS.   (Ger.) 
Werin,  W.  K.  (Kalinin  Med.  Inst.,  USSR).  Zentralhl. 
Allg.   Pathol.    1 1 4 (2) :202-208,  1971. 

Significant  changes  in  bile  formation  and  storage, 
structure  of  bile  canal iculi  and  ATPase  activity 
were  found  in  the  livers  of  Wistar  rats  at 
different  stages  of  hepatitis  and  cirrhosis 
induced  by  chronic  poisoning  (up  to  11  months) 
with  carbon  tetrachloride  (CC14;  0.2  ml/100  g 
P.O.).  The  synthetic  process  of  bile  formation 
in  viable  liver  cells  did  not  seem  to  be  disturbed, 
but  the  number  of  intrahepatic  bile  canal icul i 
was  reduced  and  their  structure  changed  causing 
decreased  secretion  and  drainage.   The  changes 
were  reversible:   bile  secretion  and  structure  of 
capillaries  normalized  6-9  months  after  discontin- 
uation of  CCl/,  administration. 


6144      EFFECT  OF  PRETREATMENT  WITH  BARBITURATES 

ON  CARBON  TETRACHLORIDE-INDUCED  HEPATO- 
TOXICITY  IN  RATS.   (E.)   Gadg i 1  ,  S.  D.  (Miraj 
Med.  Coll.,  Maharashtra,  India),  V.  N.  Bhate, 
N.  L.  Sadre  and  N.  M.  Tiwari.  Indian  J.    Med.    Sai. 
25(6):384-386,  1971. 


The  effects  of  d iethyl barbi tur ic  acid,  pento- 
barbitone sodium  and  phenobarbi tone  sodium  on 
CCli(-i nduced  hepatotoxic i ty  was  studied  in  rats. 
Only  phenobarbi tone  had  a  definite  protective 
effect  on  the  hepatotoxici ty  produced  by  CCl4, 
indicating  that  the  protective  effect  was  a 
specific  effect  of  phenobarbi tone  sodium  and  was 
not  due  to  depressant  action  of  barbiturates  in 
general.   The  protective  action  may  have  been 
due  to  an  antagonistic  action  of  phenobarbi tone 
in  CCK-induced  depressed  incorporation  of  amino 
acids  in  microsomal  proteins,  or  phenobarb i tone 
may  antagonize  CC  1/,- i  nduced  dislocation  of 
ribonuclear  particles  from  endoplasmic  membranes. 

6145      EXTRA  LACTATE  DEHYDROGENASE  ISOENZYME 
BAND  IN  SERUM  OF  PATIENTS  WITH  SEVERE 
LIVER  DISEASE.   (E.)   Lubrano,  T.,  A.  A.  Dietz 
(VA  Hosp.,  Hines,  111.)  and  H.  M.  Rubinstein. 
Clin.    Chem.    1 7 (9) : 882-885,  1971. 

The  lactate  dehydrogenase  (LDH)  isoenzyme  patterns 
of  76  patients  with  liver  disease  with  elevated 
serum  bilirubin  levels  were  studied.   Of  the  76 
patients  studied,  43  had  an  additional  band  (band 
"T")  between  isoenzymes  4  and  5.   The  majority 
of  these  patients  had  severe  liver  disease  due 
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to  some  combination  of  alcoholic  cirrhosis,  fatty 
infiltration,  and  acute  necrosis.   All  but  2  of 
the  patients  had  a  total  serum  bilirubin  concen- 
tration greater  than  10  mg/100  ml.   Of  the  k2 
patients  with  band  T,  30  died  during  follow-up, 
2k   during  the  first  month  following  recognition 
of  the  T  band.   Twenty-four  of  th^  k2   patients 
had  extra  LDH  bands  in  other  locations,  most 
commonly  between  LDH-2  and  3.  There  was,  however, 
no  correlation  between  the  level  of  LDH-T  activity 
and  the  serum  bilirubin,  total  LDH,  or  LDH-5. 


6151      JAUNDICE  ASSOCIATED  WITH  OXYPHEn'i  SAT!  NE  . 

(E.)   Willing,  R.  L.  (Roy.  Adelaide 
Hosp.,  Australia).  Lancet   2{77'^k) -.kk ,    1971. 


6152      ULTRASTRUCTURAL  MORPflOMETRI  C  STUDIES 

ON  RAT  HEPATOCYTES  AFTER  ACUTE 
POISONING  WITH  ADENINE.   (Ger.)   Riede,  U„  N. 
(U.  Basel  Pathol.  Inst.),  A.  E.  Widmer  and  L. 
Bianchi.  Pathol.    Eur.    6(l):l-15,  1971. 


6146      EFFECT  OF  ETHIONINE  AND  ETHANOL  ON  THE 

FUNCTION  OF  THE  PERFUSED  RAT  LIVER. 
(E.)   Bassan,  H.,  J.  Kendler  and  H.  J.  Zimmerman. 
Proa.    Soa.    Exp.    Biol.   Med.    1 37 (3) : 852-857,  1971. 

The  adverse  effects  of  ethion i ne-i nduced  fatty 
metamorphosis  on  hepatic  function,  and  the 
effects  of  perfusion  of  this  fatty  liver  with 
ethanol  was  studied  in  rats.   Treatment  with 
ethionine  was  followed  by  a  70^  decrease  in  bile 
flow  and  excretion  of  BSP  and  indocyanine  green, 
and  an  increased  activity  of  gl utamate-oxal o- 
acetate  transaminase  and  gl utamate-py ruvate 
transaminase  but  not  alkaline  phosphatase  in  the 
perfusate.   Perfusion  of  eth ion i ne-t reated  livers 
did  not  cause  further  decreases  in  bile  flow  or 
dye  excretion  but  did  enhance  the  leakage  of 
hepatic  enzymes  into  the  perfusate  by  a  factor  of 
3.   The  ethanol  and  ethionine  effects  seem  to  have 
been  summated  but  not  potentiated  as  judged  by 
this  expression  of  hepatocyte  injury. 

61^47      TRIGLYCERIDE  AND  PRECURSOR  CONCENTRATIONS 

IN  THE  FATTY  LIVER  OF  RATS  AFTER  CHRONIC 
ADMINISTRATION  OF  ETHANOL.   (E.)   Bustos,  G.  (U. 
Toronto  Dept.  Pharmacol.,  Ontario,  Canada),  H. 
Kalant  and  J.  M.  Khanna.  J.    Pharm.    Pharmacol. 
23(8):638-639,  1971. 


6153    hepatotoxicity  of  anabolizing  steroids. 

(Ger.)   Rozman,  C.,  A,  Urbano  and  H. 
Galera.  Mmoh.    Med.    Woohenschr.    1  1  3  (25)  :965-967, 
1971. 


615'*      ELECTROLYTE  SHIFT  AND  SERUM  ENZYMES  IN 

EXfERIMENTAL  CARBON  TETRACHLORIDE 
POISONING.   (Ger.)   Kroner,  H.  (U.  Dusseldorf 
Inst.  Physiol.  Chem.,  Germany),  J.  Seffen  and  W. 
Staib.   Z.  Klin.    Chem.    Klin.    Bioohem.    9(l):39-'t2, 
1971. 


6155      ALCOHOL-INDUCED  HEPATIC  LESIONS.   (Ger.) 

Fintelmann,  V.  (DRK  Hosp.,  Hamburg, 
Germany).  Arbeitsmed.  Sozialmed.  Arbeitshyg. 
6(2):35-37,  1971. 


6156      CELL  DAMAGE  BY  TRAPPING  OF  BIOSYNTHETIC 

INTERMEDIATES.   THE  ROLE  OF  URACIL 
NUCLEOTIDES  IN  EXPERIMENTAL  HEPATITIS,   (E.) 
Decker,  K.  (UniVo  Biochem.  Inst.,  Freiburg  im  Br,, 
Germany),  D.  Keppler,  J.  Rudigier  and  W.  Domschke. 
Hoppe  Seylers   Z.  Physiol.    Chem.    352(3)  :4l 2-418, 
1971. 


6148      HALOTHANE  HEPATITIS  IN  A  LABORATORY 

TECHNICIAN.   (E.)   Johnston,  C.  I.  (U. 
Melbourne  Dept.  Med.,  Australia)  and  F.  Mendelsohn. 
Aust.    NZ  J.    Med.    1  (2) : 1 71 -1 73 ,  1971. 


6157      THE  MECHANISM  OF  CENTROLOBULAR  NECROSIS 

OF  THE  LIVER  IN  ACUTE  HELIOTRINE 
POISONING.   (Rus.)   Mattsev,  V.  M.  Patol.    Fiziol. 
Eksp.    Ter.    15(2) :53-58,  1971. 


6l49      ETHANOL  AND  THE  LIVER:   AN  EXAMPLE  OF 

INJURY  AND  ADAPTATION.   (E.)   Rubin,  E, 
(Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.)  and  C.  S. 
Lieber.  Hum.    Pathol.    2  (3) : 343-347 ,  1971. 


6158      A  CASE  OF  CONFUSIONAL  STATE  AND 

HEPATITIS  DURING  R I FAMP I C I N  THERAPY. 
(Fr.)   Trapet,  P.  (Clin.  Neuro-Psychiatr. , 
Dijon,  France),  M.  Brenot  and  A.  Marin.  Rev. 
Med.    Dijon   6(3) : 165-1 67,  1971. 


6150      UNUSUAL  MEMBRANE  ALTERATIONS  IN  THE 

ROUGH  ENDOPLASMIC  RETICULUM  OF  RAT 
LIVER  CELLS  AFTER  CARBON  TETRACHLORIDE  INJURY. 
(E.)   Shinozuka,  H.  (Univ.  Sch.  Med.,  Pittsburgh, 
Pa.).  Exp.    Cell  Res.    64  (2) :380-386,  1971. 


6159      SULFOBROMOPHTHALEIN  METABOLISM  IN 

CHRONIC  ALCOHOLISM.   (Ger.)   Rainer, 
H.  (Univ.  1st  Med.  Clin.,  Vienna)  and  H.  Schnack. 
Wien.    Klin.    Wochensahr.    83  ( 1 0) : 1 68-1 69,  1971. 


See  also  numbers:   5538,  5558,  5655 
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6160      TREATMENT  OF  HEPATIC  COMA^WITH  EXCHANGE 

TRANSFUSION.   (E.)   Zacarias,  J.  (Luis 
Calvo  Mackenna  Hosp.,  Santiago,  Chile),  P.  Rrinck 
and  J.  Garcia  Huidobro,  Am,    J,    Dis,    Child. 
122(3) :229-231,  1971. 

Fourteen  patients  with  acute  viral  hepatitis  and 
hepatic  coma  treated  with  the  conservative  method 
(low  protein  diet,  corticosteroids  neomycin  sulfate) 
and  exchange  transfusion  were  studied.   Those  in 
Grade  3  coma  rapidly  progressed  to  Grade  k   except 
for  3  patients  treated  with  exchange  transfusion 
on  admission.   Severe  jaundice  and  fetor  hepaticus 
were  common  symptoms  in  almost  all  patients. 
Laboratory  findings  typical  of  severe  hepatitis, 
elevated  serum  bilirubin,  decreased  prothrombin 
times  and  increased  glutamine  in  the  cerebrospinal 
fluid  were  uniformly  seen.   Seven  patients  sur- 
vived, ^t  of  them  showing  a  complete  return  to 
normal  of  liver  function  and  histological  appear- 
ance.  This  was  a  better  record  than  that  seen  in 
an  earlier  series  of  10  patients  treated  by  the 
conservative  method  only.   Exchange  transfusion 
may  be  an  effective  therapy  for  acute  hepatic 
coma,  especially  in  children. 


6161      VASCULITIS  IN  ASSOCIATION  WITH  AUSTRALIA 

ANTIGEN.   (E.)   Gocke,  D.  J.  (Columbia 
U.  Coll.  Physicians  Surg.,  New  York,  N.  Y.),  K. 
Hsu,  C.  Morgan,  S.  Bombardier!,  M.  Lockshin  and 
C.  L.  Christian.  J.    Exp.    Med.    13'»(3,  Pt.  2): 
330s-336s,  1971. 

The  association  between  Australia  antigen  and 
the  syndromes  of  diffuse  vasculitis  was  studied 
in  16  patients  with  biopsy-proven  polyarteritis 
6  of  whom  demonstrated  Australia  antigenemia. 
All  patients  presented  with  fever  accompanied  by 
pol yarthral gia,  myalgia,  rash,  urticaria,  and 
hepatic  dysfunction;  however,  in  only  1  patient 
was  hepatitis  the  primary  presenting  problem. 
In  time,  peripheral  neuropathies,  hypertension, 
eos i noph i 1 i a ,  hematuria,  and  azotemia  appeared. 
Complexes  of  Australia  antigen  and  immunoglobulin 
were  demonstrated  by  u 1 t racentr i f ugat ion  in 
these  patients.   In  2  patients  Australia  antigen, 
and  immunoglobin  and  complement  were  localized 
within  blood  vessel  walls  by  immunof 1 uorescent 
techn  iques . 


6162      VARIATIONS  IN  IRON,  COPPER,  TRANSFERRIN, 

AND  CERULOPLASMIN  DURING  INFECTIOUS 
HEPATITIS  IN  CHILDREN.   (it.)   Norell i  ,  M.  T. 
(U.  Turin  Pediatr.  Clin.,  Italy),  T.  Ferrando 
and  R.  Agricola.  Minerva  Pediatr.    23  ( 1 2) : 51 1 -523  , 
1971. 

Studies  of  9  children  C*  boys  and  5  girls,  aged 
3-10  yr)  with  infectious  hepatitis  and  of  10 
controls  with  pharyngitis  or  tracheopharyng i t i s 
showed  that  serum  Fe  and  Cu  levels  were  normal 
on  admission  in  infectious  hepatitis  but  increased, 


reaching  a  maximum  after  15  days.   Serum  Fe  levels 
decreased  to  normal  after  21-25  days,  and  serum 
Cu  levels  normalized  with  clinical  recovery. 
Increases  in  Fe  levels  are  attributed  to  hepatic 
cytolysis  while  those  in  Cu  levels  appear  to  be 
caused  by  cytolysis.   Increases  in  serum  trans- 
ferrin and  ceruloplasmin  levels  paralleling  the 
increases  in  Fe  and  Cu,  resp.  were  observed  in 
patients  with  infectious  hepatitis.   It  is 
suggested  that  increases  in  ceruloplasmin  and 
transferrin  values  are  a  manifestation  of  non- 
specific defense  reactions.   It  is  suggested  that 
serum  Fe,  Cu ,  transferrin,  and  ceruloplasmin 
levels  may  be  useful  in  evaluating  the  extent  of 
liver  damage  and  in  establishing  a  prognosis. 


6163      HEPATITIS-ASSOCIATED  ANTIGEN  HEPATITIS. 
AN  ELECTRON  MICROSCOPIC  STUDY  OF  VIRUS- 
LIKE PARTICLES  IN  LIVER  CELLS.   (E.)   Huang,  S. 
(McGill  U.  Pathol.  Inst.,  Montreal,  Quebec,  Canada), 
Am.   J.   Pathol.    64 (3)  :'483-500,  1971. 

In  the  course  of  a  study  on  liver  complications 
associated  with  renal  transplantation,  liver 
tissue  was  obtained  from  6  patients  who  developed 
hepatitis-associated  antigen  hepatitis  while 
undergoing  immunosuppressive  therapy.   In  5  of  6 
cases,  characteristic  intranuclear  and  cytoplasmic 
virus-like  particles  were  seen  in  the  liver  cells 
by  electron  microscopy.   While  under  immuno- 
suppressive therapy,  the  patients  showed  rapid 
progression  of  acute  hepatitis  to  chronic  active 
hepatitis  and  posthepatitic  cirrhosis  resulting  in 
liver  failure.   Virus-like  particles  had  an 
appearance  of  nucleocapsid  without  an  outer  coat, 
and  were  probably  the  viruses  in  their  natural 
infective  states.   The  finding  of  virus-like 
particles  is  believed  to  be  diagnostic  for 
hepatitis-associated  antigen.   Particles  were 
seen  in  the  phagosomes  showing  an  outer  membrane 
and  a  tail-like  structure;  both  the  coated  and 
the  noncoated  particles  were  probably  the  same 
virus.   The  lysosomal  activity  in  the  infected 
hepatic  cells  seemed  to  be  increased.   Nonspecific 
changes  in  the  liver  cell  nuclei  and  organelles 
were  seen  and  were  related  to  viral  infection. 


616')      FAMILY  WITH  HEPATITIS-ASSOCIATED 

ANTIGEN.   SPECTRUM  OF  LIVER  PATHOLOGY. 
(E.)   Bancroft,  W.  H.  (Walter  Reed  Army  Hosp., 
Washington,  D.  C),  R.  L.  Warkel ,  A.  A.  Talbert 
and  P.  K.  Russell.  JMiA   21 7  ( 1 3) : 1 Ol 7-1S20,  1971. 

Liver  biopsy  specimens  frOm  '*  hepatitis-associated 
antigen  (HAA)  family  members  including  a  52- 
month-old  infant  with  giant  cell  hepatitis  were 
studied.   In  2  of  the  3  patients  who  were 
asymptomatic  HAA  carriers,  the  histological 
findings  were  compatible  with  resolving  acute 
viral  hepatitis.   The  other  asymptomatic  patient 
had  histological  changes  that  indicated  chronic 
aggressive  hepatitis.   The  results  of  biochemical 
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studies  initially  done  on  these  3  patients  were 
either  normal  or  showed  nonspecific  elevations 
of  LDH  and  alkaline  phosphatase  levels.   Liver 
biopsy  from  the  infant  showed  generalized  hepato- 
cyte  enlargement  with  the  formation  of  multi- 
nucleated giant  cells  and  pseudogl ands,  with 
infiltrative  mononuclear  cells,  proliferating 
fibroblasts,  and  newly-formed  connective  tissue. 
This  pathologic  condition  was  consistent  with 
giant  cell  hepatitis  of  infancy.   These  k   cases 
of  hepatitis  occurring  at  the  same  time  in  the 
same  family  illustrated  a  wide  range  of  liver 
pathology  seemingly  caused  by  the  same  infectious 
agent.   It  is  significant  that  active  liver 
disease  would  have  gone  undiagnosed  in  the  3 
asymptomatic  patients  had  they  not  been  tested 
for  HAA. 


6165      INFLUENCE  OF  TYPE  AND  CONCENTRATION  OF 

SERA  _m_  VITRO  ON  SUSCEPTIBILITY  OF 
GENETICALLY  RESISTANT  CELLS  TO  MOUSE  HEPATITIS 
VIRUS.   (E.)   Lavelle,  G.  C.  (Natl.  Inst.  Allerg. 
Infect.  Dis.  Rocky  Mt.  Lab.,  Hamilton,  Mont.)  and 
F.  B.  Bang.  J.    Gen.    Virol.    1 2 (3) :233-238,  1971. 

The  effect  of  type  and  concentration  of  sera  on 
the  susceptibility  of  CoH  cells  to  the  Princeton 
strain  of  mouse  hepatitis  virus  (MHV[PR|])  was 
studied  in  vi  tro.   C3H  cells  incubated  with  30% 
horse  serum  were  destroyed  only  by  high  concen- 
trations of  virus.   However,  when  the  serum  was 
diluted  to  201  the  destructive  effect  was  observed 
at  10"^  dilution  of  virus  in  some  cases.   In 
both  cases  destruction  was  observed  at  't-6  days 
after  inoculation.   CoH  cells  incubated  with 
mouse  sera  were  highly  resistant  to  MHV[PRl]  virus 
with  destruction  occurring  only  with  undiluted 
virus;  however,  cells  incubated  with  fetal  calf 
serum  were  highly  susceptible,  destruction  being 
found  at  dilutions  of  10"^.   Cells  incubated  in 
rat  serum  had  intermediate  susceptibility  but 
when  susceptible  Pri  cells  were  incubated  with 
C3H  or  Pri  mouse  sera  the  i nfect i v i t ies  obtained 
were  maximal  and  cellular  destruction  occurred 
within  72  hr.   An  incubation  mixture  of  201  horse 
serum  and  ]0%   C-jH  mouse  serum  resulted  in  high 
resistance.   The  sera  did  not  seem  to  inactivate 
preformed  MHV[C3H]  virus  but  suppressed  intra- 
cellular conversion  or  adaptation  of  MHV[PRl] 
virus  to  the  variant  virus  MHV[C3H].   When  C3H 
cell  monolayers  were  inoculated  with  MHV[PRIJ 
virus,  small  plaques  1  mm  in  diameter  appeared 
after  72  hr.   In  contrast,  MHV[PRl]  and  MHV[C3H] 
viruses  on  susceptible  Pri  cells  produced  large 
plaques  of  2-3  mm  within  h8   hr,  increasing  to  3-^ 
mm  by  72  hr. 


6166      EFFECT  OF  TETRAHYOROTH I AZOL I D INE-CARBO- 

XYLIC  ACID  (TCA)  ON  VIRAL  HEPATITIS, 
(COMPARATIVE  CLINICAL  STUDY).   (Gr.)   Tr i antaph i I lou , 
G.  T.  (Gen.  Hosp.  Infect.  Dis.,  Athens).  Hellen. 
latr.    'tO(2):163-171,  1971. 


As  compared  to  60  con 
of  tetrahydroth iazol i 
mg/day  for  10  days,  r 
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trols,  p,o.  administration 
dine  carboxyl ic  acid  (900 
educed  to  6OO  mg/day  for 
ay  for  10  days)  to  60 
epatitis  resulted  in 
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(nausea,  pain  dyspepsia), 
reduction  of  WBC„  Treatment 
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results  suggest  that  this 
ctory  recovery  and  regenera- 

In  patients  with  viral 


AUSTRALIA/SH  ANTIGEN  IN  NORMAL  POPULATION 
AND  PATIENTS  OF  VIRAL  HEPATITIS  IN 

DELHI.   (E.)   Sama,  S.  K.  (All-India  Inst.  Med. 

Sci.,  New  Delhi),  S.  Anand,  A.  N.  Malaviya, 

P.  C.  Gandhi  and  B.  N.  Tandon.  Indian  J.    Med. 

Res.    59(l):6't-68,  1971. 

The  Indian  subjects  in  this  study  consisted  of 
952  normals,  11  patients  with  serum  hepatitis, 
97  with  epidemic  infectious  hepatitis,  ^1  with 
sporadic  infectious  hepatitis,  I8  with  other 
liver  diseases,  30  professional  blood  donors  and 
20  patients  who  had  received  blood  from  these 
donors.   The  double  diffusion  test  for  Au/SH 
antigen  was  positive  in  only  0.]%   of  normals, 
12.2%  of  those  with  sporadic  and  0%   of  those 
with  epidemic  infectious  hepatitis,  and  18|  of 
those  with  serum  hepatitis  (appearing  8  weeks 
after  an  i .m.  injection).  This  antigen  was  not 
detected  in  patients  with  other  liver  diseases 
or  in  blood  donors.   However,  h   donors  had 
evidence  (transaminase  levels)  of  subclinical 
hepatitis.   Four  recipients  of  their  blood 
developed  subclinical  hepatitis  15-'i5  days  after 
transfusion  and  2  of  the  k    recipients  developed 
Au/SH  antibodies  (but  none  developed  Au/SH 
antigens)  on  the  75th  and  90th  day  after  trans- 
fusion while  recovering  from  hepatitis. 


6168      POLYOL  OXIDOREDUCTASE  ACTIVITY  IN  HUMAN 

BLOOD  SERUM  DURING  ACUTE  HEPATITIS. 
(E.)   Pitkanen,  E.  (Univ.  Cent.  Hosp.,  Helsinki, 
Finland)  and  C.  Servo.  Clin.    Chim.   Acta   33(2): 
273-278,  1971. 


Polyol  oxidoreductase  activ 
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level  was  15  U/liver  or  higher  (measured 
with  sorbitol)  activity  was  also  demonstrated  in 
the  cellulose  acetate  electrophoresis.   The 
failure  to  separate  the  activities  towards  the 
various  polyols  in  cellulose  acetate  electro- 
phoresis and  the  closely  parallel  changes  in  the 
activities  during  hepatitis  seem  to  favor  the 
view  that  the  activities  are  due  to  one  broadly 
specific  enzyme. 


Bonnet  Eymard,  J.  and  G.  C.  Girona.  Grenoble 
Med.   Chir.    8 (20) :905-920,  1970. 


617'*      CARDIAC  DISEASE  AND  VIRAL  HEPATITIS. 

(EJ   Umali,  Fo  (M i ser icord ia  Fordham 
Affiliat.  Hosp.,  Bronx,  N.  Y.),  L.  Gould  and 
R.  F.  Gomprecht,  Clin.    Res.    19(2):3i(3,  1971. 


6169      ELECTRON  MICROSCOPIC  OBSERVATIONS  AND 

SPECULATIONS  ON  AUSTRALIA  ANTIGEN. 
(E.)   Almeida,  J.  D.  (Roy.  Postgrad.  Med.  Sch., 
London).  Postgrad.   Med.    J.    47 (549) :484-487,  1971. 

Electron  microscopic  observations  and  speculations 
on  Australia  antigen  were  made  in  carriers  of 
serum  hepatitis,  patients  suffering  from  serum 
hepatitis  and  patients  with  persistent  viral 
hepatitis.   Simple  cent r i fugat ion  of  the  serum 
specimen  followed  by  negative  staining  of  the 
pellet  allows  visualization  of  the  antigen.   In 
addition  to  showing  the  presence  of  the  antigen, 
different  patterns  of  distribution  could  be  seen 
on  the  microscope  grid  associated  with  different 
states.   The  sera  from  k   carriers  was  found  to 
have  the  antigen  randomly  distributed.   However, 
in  3  cases  of  serum  hepatitis  the  Australia 
antigen  changed  from  an  initially  random  distribu- 
tion to  an  aggregated  one  and  finally  these 
aggregates  disappeared  from  the  serum.   The 
aggregates  may  represent  the  appearance  of  antigen- 
antibody  complexes.   In  serum  from  a  small  number 
of  antigen-positive  patients  with  persistent 
viral  hepatitis,  electron  microscope  examination 
revealed  the  presence  of  Australia  antigen  for 
periods  up  to  1  yr.   Four  different  morphological 
groups  of  Australia  antigen  were  described:   the 
spheres  and  tubules  of  Australia  antigen,  the 
particles  described  by  Dane  (double-shelled  420  A 
particles),  the  200  A  pgrticles  seen  on  thin 
sectioning  and  the  270  A  present  in  liver  homo- 
genates.   Possible  natures  and  interrelationships 
of  these  4  distinct  groups  were  discussed. 


6170      POST-TRANSFUSION  HEPATITIS:   A  REVIEW 
AND  PROSPECTUS.   (E.)   Polesky,  H.  F. 
(Minneapolis  War  Mem.  Blood  Bank,  Minn.).  Hum 
Pathol.    2(3):44l-451,  1971. 


6171      HEPATITIS  AND  ACTIVITY.   (e.)   Krikler, 
D.  M.  (Prince  of  Wales  Hosp.,  London).' 
Postgrad.  Med.   J.    47(549) :490-492,  I971. 


6I72      ISOLATION  OF  HOMOLOGOUS  AUSTRALIA 

ANTIGEN  ANTIBODIES  BY  IMMUNOADSORPT I  ON. 
(Ger.)   Lehmann,  H.  E.  (Univ.  Med.  Clin., 
Heidelberg,  Germany),  R.  Sanwald  and  W.  Rapp. 
Klin.    Woahensahr.    49(16) : 943-944,  1971. 


6173      AUSTRALIA  ANTIGEN  AND  ANTI-TISSUE 
ANTIBODIES  IN  HEPATOLOGY.   (Fr.) 


6175      STUDIES  ON  THE  COURSE  OF  THE  ILLNESS 

IN  ACUTE  VIRAL  HEPATITIS.   A  CLINICAL 
AND  EPIDEMIOLOGIC  STUDY.   (Ger.)   Eisenburg,  J. 
(U.  Munich  1st  Med.  Clin.,  Germany)  and  A. 
Christoforis,  Fortsahr.    Med.    89(8) :31 7-323 ,  I97I 


6176      THE  DYNAMICS  OF  URINARY  VITAMIN  C 

ELIMINATION  IN  THE  COMMON  CLINICAL 
FORM  OF  VIRAL  HEPATITIS  (RESULTS  OBTAINED  IN  SIX 
CASES).   (Rum.)   Barna,  G.  (IMF  1st  Clin.  Infect. 
Dis.,  Bucharest,  Rumania),  L.  Paun  and  A. 
Isbasescu.  Viata  Med.    1 8 (5) :227-230,  1971. 


6177      INVESTIGATIONS  ON  AUSTRALIA  ANTIGEN  IN 

150  PATIENTS  WITH  VIRAL  HEPATITIS  IN 
THE  PLOIESTI  HOSPITAL  OF  COMMUNICABLE  DISEASES. 
(Rum.)   Fulga,  C.  (Hosp.  Infect.  Dis.,  Ploiesti, 
Rumania)  and  N.  Constant inescu.  Viata  Med 
18(7):313-314,  1971. 


6178      TRIAL  OF  TREATMENT  OF  SEVERE  VIRAL 

HEPATITIS  WITH  HYPERBARIC  OXYGEN 
(REPORT  OF  16  CASES).   (Fr.)   Goulon,  M.  (Raymond 
Poincare,  Hosp.,  Garches,  France),  M.  Rapin  and 
A.  Barois.  Ann.   Med.    Interne    (Paris)    122(1): 
93-98,  1971. 


6179      CURRENT  MEANS  OF  CONTROLLING  THE 
DISSEMINATION  OF  VIRAL  HEPATITIS. 
(Fr.)   Laverdant,  C.  and  M.  Vigy.  Conoours  Med. 
93(13):2309-2315,  1971. 


6180      AUSTRALIA  ANTIGEN  AND  LIVER  FUNCTION 
TESTS  FOLLOWING  INFECTIOUS  HEPATITIS. 
A  STUDY  OF  111  PATIENTS  OF  QUEST  OF  AIDS  IN 
BLOOD  DONOR  SCREENING.   (E.)   Johnston,  D.  G. 
(St.  John's  Hosp.,  Oxnard,  Calif.),  N.  Powell, 
Jr.  and  G.  Gitnick.  Calif.   Med.    114(4):14-18 
1971. 


6181      CLEARANCE  OF  Cl4  BILIRUBIN  IN  VIRAL 

HEPATITIS  (EPIDEMIC  HEPATITIS  AND  SERUM 
HEPATITIS)  IN  THE  HUMAN.   (Ger.)   Schmidt,  M. 
(U.  Munich  1st  Med.  Clin.,  Germany),  J.  Eisenburg 
and  W.  Stich.  Fortsahr.   Med.    89(8) :342-345 
1971. 


6182      COMPARISON  BETWEEN  IMMUNODIFFUSION  AND 

ELECTRO  IMMUNODIFFUSION  IN  THE  SEARCH 
FOR  'AUSTRALIA'  SYSTEM  IN  VARIOUS  LIVER  DISEASES 
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(Sp.)   Guardia,  J.  (City  Hemother.  Sanitar., 
Barcelona,  Spain),  J.  M.  Martinez  Vazquez  and  R. 
Bacardi.  Med.    Clin.    (Bare.)    56(3) :335-338,  1971. 


Inst.  Intern.  Dis.,  Warsaw,  Poland)  and  Z. 
Olejnik.  Pol.    Tyg.    Lek.    26 (l6) : 582-585,  1971, 


6183      EXTRACORPOREAL  ANIMAL  LIVER  PERFUSION 

IN  PATIENTS  WITH  COMA  COMPLICATING 
VIRAL  HEPATITIS.   (Pol.)   Kassur,  B.  (Med.  Acad. 


6184      ENZYME  PROPHYLAXIS  OF  POSTTRANSFUSION 
HEPATITIS.   (Rus.)   Mazhinskaia,  V.  P. 
Vestn.    Khir.    1 05(1 2) : 58-60,  1970. 


See  also  number:   5657 


6185      TREATMENT  OF  CHRONIC  PORTAL-SYSTEMIC 

ENCEPHALOPATHY  WITH  LACTULOSE^   REPORT 
OF  SIX  PATIENTS  AND  REVIEW  OF  THE  LITERATURE. 
(E.)   Bircher,  J.  (inst.  Clin.  Pharmacol.,  Bern, 
Switzerland),  U.  P.  Haemmerl i ,  G.  Scol lo-Lavizzar i 
and  K,  Hoffmann.  Am.    J.    Med.    51  (2)  :  1 '*8-l  59,  1971. 

Six  patients  with  advanced  cirrhosis  of  the  liver 
complicated  by  chronic  portal  systemic  encephalo- 
pathy were  treated  by  feeding  the  nonabsorbable 
disaccharide  lactulose  (i ^3- 6-gal actos idof ructose) 
in  doses  large  enough  to  produce  a  mild  artificial 
disaccharide  malabsorption  syndrome.   There  was  a 
appreciable  difference  between  the  clinical 
effects  of  neomycin  and  lactulose.   In  all  cases 
the  dietary  protein  intake  was  increased  from 
the  initial  ^tO  g/day  to  between  70  and  100  g/day 
during  a  second  lactulose  period  without  any  signs 
of  deterioration.   Fasting  arterial  and  venous 
blood  ammonia  determinations,  elevated  (1.53-2.66 
pg/g)  during  laxative  treatment,  were  in  the 
normal  range  with  either  neomycin  or  lactulose. 
Diarrhea,  a  major  side-effect  of  lactulose  treat- 
ment, was  not  a  problem  when  the  administered 
doses  were  patient-adjusted.   Reports  in  the 
literature  indicate  that  successful  treatment  of 
portal-systemic  encephalopathy  with  lactulose  has 
occurred  in  95  of  \\k   patients  (83^).   The  lowered 
blood  ammonia  levels  during  treatment  indicate 
that  ammonia  absorption  from  the  colon  may  be 
decreased  under  lactulose  treatment. 


6186      THE  MECHANISM  OF  ACTION  OF  LACTULOSE 

IN  PORTAL-SYSTEMIC  ENCEPHALOPATHY. 
NOM- IONIC  DIFFUSION  OF  AMMONIA  IN  THE  CANINE 
COLON.   (E.)   Bircher,  J.  (U.  Bern  Inst.  Clin. 
Pharmacol.,  Switzerland),  U.  P.  Haemmerl i,  E. 
Trabert,  F.  Largiader  and  T.  Mocetti.  Rev.    Eur. 
Etud.   Clin.   Biol.    l6(4):352-357,  1971. 

The  nonionic  ammonia  diffusion  treatment  was_ 
measured  by  the  colonic  vein  and  colonic  luminal 
concentration  of  ammonia  and  the  pH  in  6  dogs 
with  surgically  prepared  fistulas  before  and 


after  lactulose  treatment.   Colonic  venous 
ammonia  concentrations  were  lower  in  all  lactulose 
treated  dogs  as  compared  to  controls,  while  all 
experiments  showed  a  positive  correlation  between 
fecal  and  venous  ammonia  concentrations.   The 
correlation  coefficient  (r=0.67)  was  rather  low. 
Ammonia  diffusion  across  the  colon  membrane  was 
pH  dependent  so  that  lowering  fecal  pH  caused  a 
reversal  of  the  ratio  of  free  ammonia  concentra- 
tions which  determines  ammonia  fluxes.   These 
results  seemingly  imply  that  at  the  fecal  pH  of 
normal  conditions  the  colon  is  a  site  for  ammonia 
absorption,  whereas,  below  this  pH  (under 
lactulose  treatment)  the  colon  serves  as  a  site 
of  ammonia  excretion.   This  nay  explain  the 
beneficial  action  of  lactulose  in  portal-systemic 
encephalopathy  by  the  acidification  of  colonic 
contents  on  nonionic  ammonia  diffusion  across  its 
mucosa. 


6187      CAVAL  VEIN  THROMBOSIS  IN  LIVER 

CIRRHOSIS  (OBSERVATIONS  MADE  IN  21 
CASES).   (Gr.)   Sakel lar id  is ,  D.  A.  (59  Hermou 
St.,  Salonica,  Greece).  Hellen.    latr.    'tO(2): 
156-162,  1971. 

A  study  of  21  patients  (15  males  and  6  females; 
17-82  yr  old)  with  cirrhosis  and  portal  vein 
thrombosis,  identified  among  a  total  of  236 
cirrhotic  patients  hospitalized  for  portacaval 
shunt,  revealed  that  the  prognosis  of  such  cases 
is  extremely  poor.   Symptomatology  was  no 
different  than  in  ordinary  cirrhosis.  Three 
patients  died  from  hepatic  insufficiency,  12 
subsequent  to  rupture  of  esophageal  varices,  2 
postsurgical ly  and  1  from  other  causes;  one 
patient  was  lost  to  follow-up.   The  other  2 
patients  were  in  good  condition  2-3  yr  following 
portacaval  shunt. 

6188      THE  RELIABILITY  OF  DEATH  CERTIFICATION 
OF  CIRRHOSIS.   (E.)   Duffy,  G.  J.  (St. 
Luke's  Hosp.,  Dublin,  Ireland)  and  G.  Dean. 
J.    It.    Med.   Assoc.    64  (^41 7)  :393-397,  1971. 
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The  certified  incidence  of  cirrhosis  in  Ireland 
has  been  established  at  2.1  per  1000  deaths.   An 
incidence  of  7.6  per  1000  deaths  was  reported  at 
autopsy.   However,  the  autopsies  were  selective, 
and  a  true  incidence  of  3.8  per  1000  deaths 
indicated  that  Ireland  has  a  low  mortality  from 
cirrhosis.   By  contrast,  high  admission  rates  to 
mental  hospitals  suggest  that  in- Ireland  either 
the  toxic  effects  of  alcohol  produce  cerebral 
dysfunction  rather  than  hepatic  damage  or  that 
the  frequency  of  alcoholism  is  higher  in  the 
psychologically  disturbed. 


6189      THE  EPIDEMIOLOGY  OF  ALCOHOLIC  CIRRHOSIS 

IN  TWO  SOUTHWESTERN  INDIAN  TRIBES. 
(E.)   Kunitz,  S.  J.  (U.  Rochester  Sch.  Med., 
N..Y.),  J.  E,  Lev;,  C.  L.  Odoroff  and  J.  Bollinger. 
Q.    J.    Stud.    Alcohol   32 (3A) :706-720,  1971. 

Data  on  liver  cirrhosis  among  the  Hopi  and  the 
Navaho  Indians  during  the  period  I965-I967  were 
reviewed  and  compared  between  tribes  and  with 
national  statistics.   The  mortality  rate  of  25 
Hopi  cirrhotics  was  hO%    (10  patients)  and  191 
(17  patients)  for  81  Navaho  cirrhotics.   No 
differences  were  observed  between  the  marital 
status  of  cirrhotic  patients  between  tribes  or 
with  the  general  population.   Among  the  Hopi, 
most  of  the  cirrhosis  cases  were  from  off-re- 
servation rather  than  from  traditional  villages 
or  from  on-reservat ion  wage-work  communities. 
Among  the  Navaho,  fewer  cases  came  from  isolated 
areas  and  the  incidence  increased  in  areas  closer 
to  off-reservation  communities.   The  age-adjusted 
death  rates  (2  yr  or  more)  from  all  types  of 
cirrhosis  per  100,000  population  were  19.9  in  the 
general  population,  13.0-17.0  in  Navaho  and  lOi+oO 
in  the  Hopi.   Thus,  cirrhosis  death  rates  among 
the  Hopi  Indians  were  over  k    times  higher  than 
in  the  general  U.S.  population.   These  differences 
may  be  due  to  different  drinking  patterns  rather 
than  acculturation  stress. 


6I9O      THORACIC  TRANSPOSITION  OF  THE  SPLEEN 
FOR  PORTAL  HYPERTENSION.   A  CLINICAL 
AND  EXPERIMENTAL  INVESTIGATION.   (E.)   Hastbacka, 
J.  (Univ.  Cent.  Hosp.,  Helsinki).  Ann.    Chir. 
Gynaecol.    Fenn.    60(Suppl.  176):l-77,  I97I. 

The  effects  and  complications  of  thoracic  trans- 
position of  the  spleen  in  the  treatment  of  portal 
hypertension  was  studied  experimentally  (70  dogs) 
and  clinically  (26  with  cirrhosis,  11  with  portal 
thrombosis).   In  all  dogs  and  in  11  patients, 
splenic  transposition  was  combined  with  a  resec- 
tion by  a  technique  based  on  the  segmental 
organization  of  the  vasculature  of  the  spleen. 
In  dogs,  spleno-thorac ic  collaterals  which 
connected  the  portal  and  caval  veins  were  demon- 
strable venographical ly  within  a  week  of  trans- 
position.  Obstruction  of  the  portal  vein  producing 
portal  congestion  did  not  cause  occlusion  of  the 
lienal  vein  or  its  collaterals  after  secondary 
ligation  of  the  lienal  artery.   Thrombosis  of 


the  lienal  vein  and  portal  hypertension  almost 
always  followed  primary  splenic  dearter ia 1 izat ion. 
Following  the  transposition  in  dogs,  abundant 
venous  communications  were  formed  after  gradual 
lienal  artery  obstruction.   In  the  37  patients, 
transposition  of  the  spleen  into  the  thoracic 
cavity  did  not  cause  any  significant  impairment 
of  liver  or  respiratory  function,  while  it  did 
relieve  thrombocytopenia.   The  lienal  vein 
remained  patent  and  established  collaterals  with 
the  caval  vein  when  the  lienal  artery  was  not 
ligated  at  transposition.   No  esophageal  rebleeding 
was  seen  in  671  of  the  patients  6  months  after 
surgery,  but  late  recurrences  were  fatal  in  2 
cases.   In  kO%   of  the  patients,  esophageal  varices 
were  either  diminished  or  completely  decompressed. 
The  primary  disadvantage  of  splenic  transposition 
seemed  to  be  the  high  risk  of  early  bleeding 
recurrence,  however,  supplementary  procedures 
involving  the  esophageal  varices  reduced  the 
incidence  of  recurrent  bleeding.   In  11  patients 
in  whom  the  lienal  artery  was  ligated  at  re- 
operation, there  was  remission  of  thrombocytopenia, 
decreased  portal  pressure  and  increased  portal 
decompression  capacity  of  the  collateral  venous 
supply  which  developed  after  the  initial  operation. 
Thus,  this  secondary  procedure  reduced  the 
possibility  of  esophageal  rebleeding.   The  small 
operative  risk,  the  absence  of  significant  late 
complications,  and  the  success  of  this  procedure 
in  alleviating  many  problems  associated  with 
portal  hypertension  indicate  the  usefulness  of 
splenic  transposition. 


6191      GLUCOSE  TOLERANCE  IN  CIRRHOSIS  OF  THE 

LIVER.   (E.)   StPeda,  M.  (Charles  U. 
Med.  Fac,  Prague).  Acta  Univ.    Carol,     [lied.] 
(Praha)    1 6(3-'0  :31 7-323,  1970. 

The  effect  of  age  and  corticoids  on  glucose 
tolerance  was  investigated  in  patients  with 
cirrhosis.   Glucose  tolerance  (studied  by  means 
of  glucose  and  hydrocortisone  glucose  tolerance 
tests)  declined  with  increasing  age  especially 
after  hydrocortisone  premedication.  The  highest 
tendency  for  the  blood  sugar  elevation  was  at 
90,  60  and  120  min  values  after  the  intake  of 
glucose  in  the  hydrocortisone  glucose  tolerance 
test.   In  cirrhotics  over  kO   yr  old  in  comparison 
to  healthy  subjects  and  cirrhotics  under  40,  the 
blood  sugar  increase,  after  glucose  intake,  was 
higher  and  lasted  longer.   The  above  was  also 
seen  following  i.v.  glucose  administration  as 
well  as  after  the  tolbutamide  test. 


6192      EXPERIMENTAL  MODELS  FOR  STUDYING 

CHRONIC  LIVER  DISEASE.   CHANGES  IN  THE 
HEPATIC  AND  GENERAL  RETICULOENDOTHELIAL  SYSTEM 
DURING  CIRRHOGENOUS  LIVER  DISEASES.   (Fr.)   Laky, 
D.  (Fundeni  Hosp.  Clin.,  Bucharest,  Rumania),  L.' 
Golgotiu  and  M.  O.uintesco.  Virchows  Arch. 
[Pathol.   Anat.]    353  (l )  t'+S-Sg,  1971. 
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Cirrhosis  was  induced  in  albino  rats  by  5  different 
methods:   (1)  inhalation  of  CCI4,  (2)  incomplete 
ligation  of  the  common  bile  duct,  (3)  incomplete 
ligation  of  the  common  bile  duct  associated  with 
splenectomy,  {h)    incomplete  ligation  of  the 
hepatic  artery,  portal  vein,  and  bile  duct  in  the 
hepatic  pedicle,  and  (5)  incomplete  ligation  of 
the  portal  vein.   Cirrhosis  developed  most  rapidly 
in  groups  (3)  and  (5).   Similar  changes  in  the 
reticuloendothelial  system  in  the  spleen,  lymph 
nodes,  and  bone  marrow  were  found  in  all  5  groups 
although  the  extent  of  these  changes  differed. 
Increases  in  the  number  of  plasmacytes  and  reticulum 
cells  and  vascular  changes  similar  to  those  found 
in  collagen  diseases  suggest  that  a  general 
immunological  mechanism  is  involved  in  the 
etiology  of  cirrhosis.   Cirrhosis  was  more  severe 
and  developed  earlier  in  group  (3)  than  in  group 
(2),  indicating  that  the  spleen  is  involved  in 
the  development  of  hepatic  necrosis. 


6193      RENAL  AND  INTRARENAL  BLOOD-FLOW  IN 
CIRRHOSIS  OF  THE  LIVER.   (E.)   Kew, 
M.  C.  (Roy.  Free  Hosp.,  London),  R.  R.  Varma, 
H.  S.  Williams,  P.  W.  Brunt,  K.  J.  Hourigan  and 
S.  Sherlock.  Lancet   2 (7723)  :50')-510,  1971. 

Renal  circulation  was  studied  in  33  patients 
with  cirrhosis  using  the  Xenon  washout  technique. 
Most  patients  demonstrated  reduced  renal  blood 
flow  (verified  by  gamma-camera  nephrogram)  which 
involved  a  decreased  distribution  to  and  flow 
rate  through  the  outer  cortex  while  medullary 
and  juxtamedu 1 1 ary  flow  remained  normal.   Creatinine 
clearance  was  maintained  with  slight  or  moderate 
cortical  blood  flow,  whereas  low  cortical  perfusion 
was  always  associated  with  low  glomerular  filtra- 
tion rates.   Renal  blood  flow  changes  were  observed 
in  patients  with  wel 1 -compensated  cirrhosis. 
However,  no  correlation  between  renal  blood  flow, 
liver  function  or  the  activity  of  the  liver 
disease  could  be  demonstrated.   These  renal 
circulatory  changes  may  explain  why  cirrhotic 
patients  with  normal  blood  urea  readily  develop 
oliguric  renal  failure  following  slight  decreases 
in  circulating  blood  volume  or  moderate  shifts 
of  fluid  within  the  body  compartments. 


(>]3k  STUDY  OF  SERUM  COPPER  AND  COPPER  OXIDASE 

IN  PATIENTS  WITH  INDIAN  CHILDHOOD 
CIRRHOSIS.   (E.)   Kapoor,  S.  K.  (All-India  Inst. 
Med.  Sci.,  New  Delhi),  M.  Singh  and  0.  P.  Ghai. 
Indian  J.   Med.   Res.    59  ( 1 ) : 1 1 5- 1 2 1  ,  1971. 

Subjects  consisted  of  30  patients  each  with 
Indian  childhood  cirrhosis,  hepatomegaly  due  to 
other  causes  and  normals.   In  normal  children 
the  mean  serum  levels  of  copper  and  copper  oxidase 
were  119.3  ug  and  O.38  optical  density  U/100 
ml,  resp.   Essentially  identical  mean  levels  were 
found  in  the  patients  with  Indian  childhood 
cirrhosis  (2^1.4  and  0.70)  and  in  those  with 
hepatomegaly  of  other  etiology  (223.1  and  0.67), 
and  both  parameters  in  both  groups  were 
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icantly  higher  than  those  in  normal  controls, 
tent  of  hepatic  dysfunction  was  found  to 
ate  highly  positively  with  the  serum  copper 

None  of  10  patients  with  Indian  child- 
irrhosis  subjected  to  slit-lamp  microscopy 

any  evidence  of  the  Kayser-Fl ei sher  ring 
teristic  of  hepatolenticular  degeneration, 
suggested  that  the  elevated  copper  levels 

patients  with  liver  disease  results  from 
imary  hepatic  insult  instead  of  causing  it. 


NODULAR  SYMMETRICAL  LIPOMATOSIS  AND 
CIRRHOSIS  OF  THE  LIVER.   (E.)   Heller, 
R.  F.,  I.  A.  Alavi  and  G.  Dunea  (Cool<  County 
Hosp.,  Chicago,  Ml.).  Am.    J.    dig.    Dis.    16('4): 
333-336,  1971. 


Three  patients  wit 
1 i  pomatos  i  s  and  c  i 
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h  multiple  nodular  encapsulated 
rrhosis  of  the  liver  are 
tients'  symptoms  best  fit  the 
r  symmetrical  lipomatosis.  The 
history  is  somewhat  unusual, 
n  with  alcoholism  and  cirrhosis 
ibed.   In  a  review  of  225 
hosis  of  the  liver,  none  had 
ipid,  phospholipid,  and 
were  normal  in  these  3  patients 
St  previously  recorded  cases. 


PORTAL  HYPERTENSION.   DISTAL  SPLENORENAL 
SHUNT.   WARREN'S  OPERATION.   (Sp.)   • 

Delgado,  B.  (Sch.  Med.,  Montevideo,  Uruguay),  R. 

Praderi  and  R.  Nin  Sacarelo.  Cir.    Uruguay   '40(3): 

258-261,  1970. 


6197      MYOCARDIAL  ABSCESS  DURI NG' PROBABLE 

STAPHYLOCOCCAL  SEPTICEMIA  COMPLICATING 
LIVER  CIRRHOSIS.   (Fr.)   Pequignot,  H.  (Cochin 
Hosp.,  Paris),  P.  Delavierre,  J.  L.  Portos  and 
J.  P.  Harpey.  Sem.    Hop.    Paris   '(7 ( 1  8)  :  1 1 '(2-1 1 '(3, 
1971. 


6198      PORTAL  HYPERTENSION  SYNDROME.   SYNTHESIS 

OF  PATHOPHYSIOLOGY.   CLINICAL  FEATURES 
Af|D  THERAPY.   (Sp.)   Giuliano,  A.  Bolo    Soo. 
Cir.   Ros.    37(1-2-3):! 15-127,  1970. 


6199      CANCER  WITH  CIRRHOSIS  IN  CHILDHOOD. 

(Ger.)   Griss,  P.  (U.  Heidelberg  Inst. 
Gen.  Pathol.,  Germany)  and  U.  Schulz.  Aata 
Hepatosplenol.    (Stuttg.)    1 SCt) :262-273,  1971. 


6200      COMPARATIVE  STUDY  OF  FATTY  LIVERS  OF 

VARIOUS  STAGES  AND  ETIOLOGY  WITH  A 
VIEW  TO  CLINICAL  AND  FUNCTIONAL  DIAGNOSIS.   (Ger.) 
Rosch,  D.  (City  Hosp.,  Schwabisch  Gmund,  Germany) 
and  J.  Weise.  Aata  Hepatosplenol.    (Stuttg.) 
_18(2)  :10'4-119,  1971. 


738 


-.'40£«<iC«9C^. 


CIRRHOSIS 


6201      ASCITES  AND  PORTAL  VEIN  HYPERTENSION, 

OPERATIVE  TREATMENT  BY  DRAINAGE  OF  THE 
THORACIC  DUCT  INTO  THE  INTERNAL  JUGULAR  VEIN. 
(Ger.)   Raschke,  E.  (Univ.  Surg.  Clin.,  Bonn, 
Germany).  Fortsahr.    Med.    89(5) : )97-l 99,  197). 


6202      EFFECT  OF  LYSINE  ON  THE  HYPERAMMONEMIA 

OF  THE  HEPATIC  CIRRHOSIS  PATIENT. 
(Fr.)   Lemonnier,  F.  (St.  Antoine's  Hosp.,  Paris), 
G.  Goutand  and  J.  Carol i.  Presse  Med.    79(23) • 
1063-1066,  1971. 


6203      PARTIAL  SYMPATHOTOMY  OF  THE  PORTACAVAL 
SYSTEM  IN  PORTAL  HYPERTENSION.   (Rus.) 
Efimishin,  N.  S.  Vestn.    Khir.    1 06(2) : I32-I 36, 


6204      DISPUTABLE  PROBLEMS  IN  THE  SURGICAL 
TREATMENT  OF  PORTAL  HYPERTENSION. 


(Rus.)   Lidskii 
126-132,  1971. 


6205 


A.  T. 


Vestn.   Khir.    106(2): 


PROPHYLACTIC  SPLENORENAL  VENOUS 
ANASTOMOSIS  IN  PATIENTS  WITH  HEPATIC 
CIRRHOSIS  AND  PORTAL  HYPERTENSION.   (Rus.) 
Litkin,  M.  I.  and  V.  V.  Simonov.  Vestn.' Khir 
106(0:30-34,  1971. 


6206      THE  SIGNIFICANCE  OF  SERUM  ALANINE  AND 

LYSINE  LEVELS  IN  CIRRHOSIS  OF  THE  LIVER 
(Rum.)   Panaitescu,  G.  (Brincovenesc,  Hosp., 
Bucharest,  Rumania),  B.  Fica  and  G.  Grigorescu 
V%ata  Med.    18('() :  I57-I6O,  I97I. 


6207      THE  VALUE  OF  ENDOSCOPY  IN  THE  MANAGEMENT 

OF  THE  PATIENT  WITH  LIVER  CIRRHOSIS. 
(E.)   Oagradi,  A.  E.  (VA  Hosp.,  Long  Beach, 
Calif.),  B.  Ahmad!  and  S.  J.  Stempien.  Am.    J. 
Gastroenterol.    56(1 )  :it4-47,  1971. 
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CRITICAL  STUDY  OF  211  PATIENTS  WITH 
STENOSIS  OF  ODDI 'S  SPHINCTER.   (Fr.) 
Salembier,  Y.  Lille  Med.     ^b{^) -.kOS-hyk ,    1971. 


Of  3000  patients  who  underwent  biliary  tract 
surgery,  211  had  stenosis  of  Oddi's  sphincter. 
These  included  3  patients  with  isolated  odditis, 
1  patient  with  odditis  as  a  complication  of  chole- 
cystectomy, and  13  patients  with  odditis  and 
nonlithiasic  cholecystitis;  the  remaining  IS'* 
patients  had  gallstones.   Of  89  patients  with 
cholecystolithiasis  and  odditis,  hS   had  a  history 
of  biliary  obstruction.   Good  results  with  no 
recurrences  of  biliary  obstruction  were  obtained 
by  combining  cholecystectomy  with  sphincterotomies 
in  25  cases'  and  with  b i 1 i odi ges t i ve  anastomoses 
in  8  cases.   Odditis,  present  in  89  patients  with 
choledocholithiasis,  was  associated  with  signs  of 
biliary  obstruction  in  76  patients.   Sphinctero- 
tomies were  performed  in  h},    cases,  choledocho- 
duodenostomies  in  5  cases,  and  a  choledochojejuno- 
stomy  in  1  case;  3  of  these  patients  developed 
odditis  1-8  yr  after  surgery  for  choledocholi- 
thiasis.  In  1^4  patients  odditis  developed  im- 
mediately after  to  8  yr  after  cholecystectomy. 
Surgery  (8  sphincterotomies  and  2  b i 1 iod i ges t i ve 
anastomoses),  which  was  performed  18  months  to 
26  yr  after  the  original  operation,  gave  good  re- 
sults in  10  of  the  12  patients  who  were  followed. 
Odditis  was  associated  with  reactive  pancreatitis 
in  7  patients.   These  consisted  of  5  who  were  under- 
going cholecystectomy  and  2  who  were  undergoing 
surgery  for  the  complications  of  cholecystectomy. 


6209 

L.  B. 
and  E 
1971. 


THE  SURGICAL  SIGNIFICANCE  OF  CARCINOMA 
OF  THE  GALLBLADDER.   (E.)   Pemberton, 
(Med.  Ctr.,  Columbus,  Ga.),  W.  F.  Diffenbaugh 
L.  Strohl.  Am.    J.    Surg.     1 22 (3) : 38I-383 , 


The  courses  of  41  patients  with  gallbladder  car- 
cinoma from  1959-1969  were  reviewed  and  added  to 
59  cases  that  had  previously  been  reported.   The 
correct  preoperative  diagnosis  was  made  in  only 
5  patients,  the  patient's  symptoms  often  simu- 
lating abdominal  problems  (hiatal  hernia,  duodenal 
ulcer  and  appendicitis).   These  patients  had  few 
characteristics  that  were  diagnostic  of  gallblad- 
der carcinoma.   Jaundice,  weight  loss  and  anemia 
occurred  in  35,  51  and  hh%   of  the  patients. 
Severe,  constant  epigastric  pain,  reported  as 
characteristic  of  the  disease,  was  present  in  kk 
patients  whereas  20  patients  had  little  or  no 
pain.   A  total  of  20°o  of  41  recent  patients  pre- 
sented with  ascites,  indicative  of  intraperitoneal 
spread  and  10^  presented  with  duodenal  obstruction 
secondary  to  direct  extension  of  the  carcinoma. 
Gallstones  were  associated  with  the  tumor  in  !?>%. 
Eight  of  38  patients  who  underwent  cholecystectomy 
have  survived  for  more  than  2  yr.   The  usual 
cause  of  death  was  respiratory  failure  followed 
by  cardiac  arrest.   Although  radical  surgical  ex- 
tirpation is  not  recommended,  limited  wedge 


resection  of  the  liver  and  excision  of  biliary 
lymph  nodes  may  have  some  merit. 

6210      PREVALENCE  OF  GALLBLADDER  DISEASE  AMONG 
CHIPPEWA  INDIANS.   (E.)   Thistle,  J.  L. 
(Mayo  Grad.  Sch.  Med.,  Rochester,  Minn.),  K.  L. 
Eckhart,  Jr.,  R.  E.  Nensel,  F.  T.  Nobrega,  G.  G. 
Poehling,  M.  Reimer  and  L.  J.  Schoenfield.  Mayo 
Clin.    Proa.    46 (9) :603-608,  1971. 

Prevalence  of  biliary  tract  disease  was  studied 
in  4,724  Chippewa  Indians  from  Minnesota's  Leech 
Lake  Reservation.   In-patients  20  yr  old  or  older, 
the  prevalence  rate  for  males  was  k%   and  for 
females  15%.   For  all  Indians  over  20,  the  pre- 
valence rate  was  8.8%.   The  greatest  prevalence 
rate  for  men  (16%)  was  noted  for  men  over  70 
while  for  women,  the  highest  rates  (26-29%)  was 
noted  in  the  group  40  yr  old  and  older.   Further- 
more, in  each  age  group  other  than  those  in  the 
range  0-9  yr,  women  had  a  significantly  higher 
prevalence  rate  than  men  and  57%  of  these  women 
were  diagnosed  as  having  gallbladder  disease  be- 
fore the  age  of  40.   Pregnancy  was  associated 
with  a  higher  prevalence  (20%)  of  gallbladder 
disease  than  that  for  nonpregnant  women  (1.8%)  and 
was  most  apparent  in  women  less  than  30.   While 
the  prevalence  of  disease  was  greater  (19%)  in  women 
with  more  Indian  heritage  than  women  with  less 
heritage  (10.3%),  no  correlation  was  found  with 
Indian  men.   A  higher  prevalence  of  gallbladder 
disease  was  found  in  Chippewa  Indians  than  other 
groups  of  American  Indians  and  was  significantly 
higher  in  both  males  and  females  as  compared  to 
the  previously  reported  study  of  Framingham 
Caucas  i  ans . 


6211      ACALCULOUS  CHOLESTEROS I S  OF  THE  GALL-' 
BLADDER.   (E.)   Andersson,  A.  (U.  Umea 
Dept.  Surg.,  Sweden)  and  L.  Bergdahl.  Arch.    Surg. 
103(3) :342-344,  1971. 

A  review  of  3600  cholecystectomies  revealed  18 
cases  of  choles teros is  without  stones.   Six  of 
these  cases  (33%)  had  either  a  history  of  jaundice 
or  currently  diagnosed  jaundice.   There  are 
several  theories  as  to  the  genesis  of  this  jaundice; 
mild  hepatitis,  cholangitis,  pancreatitis,  detached 
polyps  from  the  mucous  membrane  of  the  gallbladder 
only  or  in  conjuction  with  spasm  of  the  sphincter 
of  Oddi,  and  spontaneous  passage  of  calculi. 
Three  case  histories  are  presented  in  support  of 
the  latter  theory.   In  each  case  calculi  could  have 
occurred  and  caused  jaundice  even  though  no  stones 
were  noted  at  the  time  of  surgery. 


6212      TERPENES  IN  THE  TREATMENT  OF  GALLSTONES. 
(E.)   Hordinsky,  B.  Z.  (Drake,  N.  Dak.). 
Minn.    Med.    54(8) :649-652 ,  1971. 

Subjects  consisted  of  151  patients  with  gallstones 
who  received  Rowachol  (2  drops  4  times  a  day). 
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This  proposed  choleretic  is  a  proprietary  combi- 
nation of  volatile  oils  including:   menthol,  321; 
menthone,  6%;    pinene,  171;  borneo] ,  St;    camphene, 
51;  cineol,  2%;  and  olive  oil.   Cholecystography 
was  performed  before  treatment  and  after  3  and  6 
months  of  Rowachol  treatment.   During  this  period, 
no  patient  showed  any  alterations  of  liver  function 
tests,  blood  count  or  urinalysis.   No  clinical 
response  was  seen  in  147,  while  k   showed  apparent 
dissolution  of  their  gallstones,  usually  within 
3  months. 


6213      A  HISTOCHEMICAL  STUDY  OF  THE  BILE  DUCTS 
IN  LONG-TERM  BILIARY  OBSTRUCTION  IN  THE 
RAT.   (E.)   Chou,  S.  T.  (u.  Hong  Kong  Dept.  Pathol.) 
and  J.  B.  Gibson.  J.    Pathol.     103  (  3) ':  1  63- 1  75, 
1971. 

The  effects  of  experimental  ligation  of  the  com- 
mon bile  duct,  the  causes  of  resultant  liver-cell 
damage,  the  causes  of  the  focal  Charcot-Gombau 1 t 
necrosis,  and  the  differences  in  extra-  and  intra- 
hepatic obstruction  were  investigated.   The  liver 
and  bile  duct  of  50  rats  were  examined  by  h i s to- 
chemical  methods  up  to  60  days  after  ligation 
of  the  common  bile  duct.   Ischemia  due  to  reduc- 
tion of  portal-venous  blood  supply  resulted  in 
atrophy  of  liver  cells.   Proliferation  of  normal 
epithelium  from  the  interlobular  bile  ducts  gradu- 
ally replaced  atrophied  liver  cells.   This  pro- 
liferation was  ascribed  to  a  stimulus  to  hyper- 
plasia exerted  on  the  whole  liver  and  induced  by 
liver  cell  atrophy.   Arterial  blood  supply  to  the 
rat  bile  ducts  was  sufficient  to  support  hyper- 
plasia.  Foci  of  adenocystic  fibrosis  occurred, 
the  cells  of  which  contained  no  mucin.   Serum  and 
bile  alkaline  phosphatase  elevation  were  found  after 
4  weel<s  of  obstruction  when  biliary  epithelial 
hyperplasia  was  greatest  suggesting  that  bile-duct 
epithelium  may  produce  this  enzyme. 


6214      SURGICAL  TREATMENT  OF  IDIOPATHIC  DI- 
LATATION OF  THE  COMMON  BILE  DUCT 
(CHOLEDOCHAL  CYST)  IN  14  CHILDREN.   (E.)   Duckett, 
J.  (Child.  Hosp.,  Philadelphia,  Pa.),  A.  J. 
Eraklis  and  L.  Longino.  J.    Pediatr.    Sura.    6(4): 
421-426,  1971. 

Fourteen  children,  7  days  to  14  yr  of  age  were 
treated  for  choledochal  cysts.   The  possible 
etiology  of  the  cyst  is  discussed.   Early  recog- 
nition of  the  defect  and  prompt  repair  by  a  wide 
anastomosis  between  the  duodenum  and  the  most 
dependent  portion  of  the  cyst  was  advised.   In 
the  12  patients  who  were  followed  from  2  to  19  yr 
there  was  no  evidence  of  ascending  cholangitis 
or  need  for  additional  surgery.   Surgery  was  de- 
layed in  the  other  2  patients  thought  to  have 
hepatitis.   These  2  patients  developed  serious 
biliary  cirrhosis;  1  child  died  of  cholangitis. 

6215      BILIARY  DUCT  STONE  FORMATION.   (E.) 
ORDA,  R.  (Tel-Aviv  U.  Med.  Sch., 


Tel-Hashomer,  Israel)  and  H.  Nathan. 
70(3):375-377,  1971. 


Surgery 


Casts  were  made  of  gallbladders  and  extrahepatic 
biliary  ducts  taken  from  30  autopsy  cases  to 
study  the  possibility  of  stone  formation  outside 
the  gallbladder.   A  clear  pattern  of  eminences 
was  easily  discernible  on  the  outer  surface  of 
each  plastic  cast,  corresponding  to  the  small 
niches  or  crypts  present  on  the  inner  surface  of 
the  gallbladder,  as  well  as  in  the  hepatic,  cystic, 
and  common  bile  ducts.   The  crypts  were  generally 
smaller  than  1  mm  with  a  depth  between  1  and  2 
mm.   There  were  fewer  eminences  in  the  ducts  and 
they  were  isolated  and  scattered  on  the  surface. 
The  surface  of  the  ducts,  between  the  different 
eminences,  was  smooth  in  contrast  to  that  of  the 
gallbladder,  where  the  entire  surface  was  covered 
by  the  eminences.   The  observed  crypts  on  the  duct 
surfaces  may  be  a  predisposing  factor  in  local 
1 i  thogenes  i  s . 


6216      THE  USE  OF  MEDIUM-CHAIN  TRIGLYCERIDES 
IN  THE  MANAGEMENT  OF  BILIARY  ATRESIA. 
(E.)   Cohen,  M.  I.  (Montefiore  Hosp.  Med.  Ctr., 
Bronx,  N.  Y.)  and  L.  M.  Gartner.  J.    Pediatr 
79(3):379-384,  1971. 

Use  of  a  medium-chain  length  triglyceride  (MCT) 
dietary  formula  in  11  children  with  biliary  atresia 
caused  reduction  in  fecal  fat  losses,  enhanced 
growth,  and  improvement  in  intestinal  patterns. 
Management  of  patients  with  biliary  atresia  to 
prevent  growth  retardation  and  undernourishment 
resulting  from  fat  malabsorption  due  to  bile  salt 
exclusion  from  intestine  was  improved  using  dietary 
MCT  with  chain  lengths  of  8-12  carbon  atoms.   In 
3  cases  with  existing  growth  failure  the  MCT 
diet  allowed  catch-up  growth,  while  initiation  of 
MCT  diet  early  in  3  infants  permitted  a  normal 
growth  pattern.   No  adverse  reactions  were  noted. 


6217      ABSORPTION  OF  ORGANIC  COMPOUNDS  BY  THE 

INJURED  GALLBLADDER.   (E.)   Ostrow 
J.  D.  (VAHosp.,  Philadelphia,  Pa.).  J.    Lab' 
Clin.    Med.    78(2) :255-264,  1971. 

The  effects  of  natural  and  exper imenta 1 ly- i nduced 
cholecystitis  on  the  absorption  of  organic  anions 
by  the  isolated,  in  situ  gallbladder  was  studied 
in  guinea  pigs.   Each  chronically  inflamed  gall- 
bladder (spontaneous  cholelithiasis  with  chronic 
cholecystitis)  showed  diminished  permeability, 
whether  the  instilled  compound  was  normally 
readily  or  poorly  absorbed.   Those  animals  with 
spontaneous  acute  cholcystitis  showed  no  variation 
in  the  absorption  of  unconjugated  bilirubin. 
However,  permeability  to  substances  which  were 
normally  poorly  absorbed  was  uniformly  strikingly 
increased  ( taurocholate,  BSP,  iodipamide).   Bile 
salts  caused  mucosal  injury  ranging  from  multi- 
focal flattening  of  the  epithelium  with  loss  of 
the  brush  border  in  some  cells,  to  hemorrhagic 
slough  of  the  mucosa,  with  marked  acute 
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inflammatory  changes  in  the  muscularis.   Injury 
was  more  severe  with  unconjugated  than  with  con- 
jugated bile  salts.   For  any  given  bile  salt, 
the  degree  of  injury  was  greater  at  high  con- 
centrations or  with  longer  durations  of  exposure. 
Addition  of  0.08  mM  bilirubin  diminished  the 
toxicity  of  the  instilled  bile  salt  solution. 
Mucosal  changes  following  deoxycholate  and  bili- 
rubin administration  resembled  acute  cholecystitis, 
and  absorption  studies  on  these  gallbladders  re- 
vealed no  alteration  in  unconjugated  bilirubin 
uptake  but  a  marked  acceleration  in  taurocholate 
absorpt  ion. 


6218      FORMATION  AND  METABOLISM  OF  BILE  ACIDS 
IN  EXTRAHEPATIC  BILIARY  ATRESIA.   (E.) 
Norman,  A.  (Danderyd  Hosp.,  Sweden)  and  B. 
Strandvik.  J.    Lab.    Clin.    Med.    78(2) : 1 81 -193 ,  1971. 

The  conversion  of  cholesterol -4  ^'^C  into  bile 
acids  and  the  metabolism  of  cholic  aci  d-2')- ^'*C 
and  chenodeoxychol  ic  acid-24-^'*C  in  infants  with 
extrahepatic  biliary  atresia  was  investigated. 
Approximately  15^  of  parentally  administered 
cholesterol-'t-^'*C  was  excreted  within  17  days, 
between  yj-k'^X   of  total  daily  isotope  excretion 
occurring  with  the  feces  as  neutral  steroids, 
mainly  cholesterol.   The  isotope  in  urine  con- 
sisted of  labelled  bile  acids,  mainly  cholic  and 
chenodeoxychol ic  acid.   A  rapid  excretion  of 
cholic  acid-2't-l'*C  was  observed  and  55-77%  of 
administered  isotope  was  excreted  in  urine  during 
the  first  't  days  after  injection.   On  the  other 
hand,  only  15  and  171  of  administered  chenodeoxy- 
cholic  acid-2'4-l'*C  was  excreted  in  urine  during 
h   days  after  injection.   Following  simultaneous 
administration  of  cholic  and  chenodeoxychol i c 
acid,  almost  all  of  the  isotope  was  absorbed, 
as  only  3%  was  recovered  from  feces.   In  biliary 
atresia,  cholic  acid  was  found  to  be  a  metabolic 
end  product,  and  less  than  S%   of  chenodeoxychol i c 
acid  was  found  to  be  metabolized  further. 


6219      GALLBLADDER  DISEASE  BELOW  THE  AGE  OF 

21  YEARS.   (E.)   Calabrese,  C  (Albert 
Einstein  Coll.  Med.,  Bronx,  N.  Y.)  and  D.  M. 
Pearlman.  Surgery   70(3)  : '*13-^1  5,  1971. 

The  records  of  33  patients  who  underwent  chole- 
cystectomy for  cholelithiasis  before  the  age  of 
21  yr  were  reviewed.   The  patients  represented 
5.3%  of  the  620  cholecystectomies  performed  be- 
tween 1963  and  1969.   All  33  patients  were  girls, 
and  of  the  32  for  whom  information  concerning 
parity  was  present,  27  {.ih.k%)    had  become  pregnant 
before  the  onset  of  cholecystitis  symptoms.   An 
oral  cholecys togram  was  performed  in  31  patients 
revealing  stones  in  21  patients,  nonvisualization 
of  the  gallbladder  in  9,  and  faint  visualization 
after  h   days  in  1.   There  were  no  deaths  in  this 
series  and  only  1  complication,  a  s.c.  wound 
infection.   Cholecystectomy  is  seemingly  a  safe 
procedure  with  a  minimal  morbidity  rate  in  this 
low- risk  group. 


6220      SCANNING  ELECTRON  MICROSCOPIC  STUDY  OF 

CHOLESTEROL  GALLSTONES.  (E.)  Ogata, 
T.  (Okayama  U .  Med.  Sch.,  Japan)  and  F.  Murata. 
Tohoku  J.    Exp.    Med.    ]Qk{]) -.25-^'^ ,    1971- 

Precise  observations  were  made  on  the  surface  and 
fracture  plane  of  cholesterol  gallstones  using  a 
scanning  electron  microscope.   The  fracture  plane 
appeared  as  a  sheet  of  plate-like  layers  arranged 
in  radiating  form  with  the  growth  of  crystals 
being  irregular  and  tending  toward  increased 
dendritic  growth  toward  the  serrated  edge.   Some 
parts  of  the  crystal  which  developed  straight  from 
the  center  changed  their  direction  at  an  angle  of 
about  25°,  while  the  other  parts  kept  the  original 
direction.   The  nuclear  portion  was  filled  with 
very  small  foliate  cholesterine  crystals  that 
were  mixed  up  and  loosely  joined.   In  some  stones, 
slate-like  crystals  shaped  in  parallelogram 
blocks  with  obtuse  angles  of  120°,  which  consisted 
of  finely  multi layered  crystal  sheets,  were  arranged 
over  the  surface.   Smaller  crystals  seemed  to  de- 
velop from  a  large  base  one.   Spiral  growth  was 
often  observed  on  the  surface  of  cholesterol 
crystals  which  were  composed  of  lamellae  of  about 
200  K   thickness.   Cholesterol  gallstones  seem  to 
develop  from  the  center  to  the  periphery. 


6221      THE  INCIDENCE  OF  CHOLELITHIASIS  IN 

SICKLE  CELL  DISEASE.   (E.)   Phillips, 
J.  C.  (U.  Tennessee  Dept.  Radiol.,  Memphis)  and 
B.  E.  Gerald.  Am.    J.    Roentgenol.    Radium  Thev. 
Nual.    Med.    113(1)  :27-28,  1971  • 

Thirty-five  patients  with  homozygous  sickle  cell 
disease  were  studied  to  establish  the  incidence 
of  cholelithiasis.   Cholelithiasis  incidence 
increases  in  patients  with  sickle  cell  disease 
above  age  10  rising  from  17%  in  the  10-19  age 
group  to  62%  during  the  third  decade  and  to  71% 
in  those  30  or  older.   Abdominal  pain  due  to 
sickle  cell  crisis  is  common  in  sickle  cell 
disease  which  may  be  indistinguishable  from 
cholecystitis.   Results  indicate  that  all  patients 
above  10  yr  of  age  with  sickle  cell  disease  would 
benefit  from  routine  oral  cholecystography. 


6222      ACUTE  EMPHYSEMATOUS  CHOLECYSTITIS.   (E.) 

May,  R.  E.  (Frenchay  Hosp.,  Bristol, 
England)  and  R.  Strong.  Br.    J.    Surg.    58(6): 
453-^58,  1971. 

Three  cases  of  acute  emphysematous  cholecystitis, 
characterized  by  severe  inflammation  of  the  gall- 
bladder with  production  of  gas  w-ithin  the  lumen 
and  frequently  concomitant  per i cholecys t i c  in- 
filtration of  gas,  were  presented.   Clinically, 
the  condition  is  of  sudden  onset  as  in  biliary 
colic  and  is  preceded  with  fever  and  intense 
right  subcostal  pain.   The  diagnosis  of  acute 
emphysematous  cholecystitis  was  made  radiological- 
ly.   A  straight  radiograph  of  the  abdomen  will 
show  an  area  of  gas  in  the  gallbladder  region. 
The  gallbladder  may  appear  delineated  by  a  thin 
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halo  of  translucency  surrounding  the  main  shadow 
and  in  advanced  cases  gas  may  be  demonstrated  out- 
side the  gallbladder  in  the  surrounding  tissues. 
It  is  important  to  exclude  other  sources  of  gas  in 
the  biliary  system  such  as  spontaneous  biliary- 
enteric  fistulas  or  previous  chol ecystoenterostomies . 
A  detailed  histological  examination  of  the  3  re- 
sected gallbladders  revealed  narrowing  of  the 
blood  vessels  in  the  wall  of  the  organs  by  cellu- 
lar fibrous  tissue.   Acute  emphysematous  chole- 
cystitis may  be  the  result  of  a  primary  vascular 
occlusion  of  the  cystic  artery  or  its  branches. 
Cholecystectomy  and  concomitant  chemotherapy  is 
the  treatment  of  choice. 


6223      CHOLANGIOHEPATITIS  AND  SECONDARY  BILIARY 

CIRRHOSIS  IN  GALLBLADDER  DISEASES. 
(Ger.)   Reichmann,  J.  (Karl  Marx  U.  Surg.  Clin., 
Leipzig,  Germany)  and  B.  Wohlgemuth.  Zentvalhl. 
Chir.    96(17) :572-580,  1971. 

Needle  biopsy  of  the  liver  performed  in  596 
patients  at  the  start  of  gallbladder  surgery  re- 
vealed 92  cases  of  liver  damage  (85  cholangio- 
hepatitis,  7  secondary  cirrhosis)  resulting  di- 
rectly from  the  primary  biliary  disease.   In  only 
half  of  these  patients  was  liver  damage  indicated 
by  chemical  laboratory  methods.   It  is  suggested 
that  persurgical  liver  biopsy,  in  addition  to 
cholangiography  and  rad iomanometry  is  an  essential 
factor  for  reduction  of  late  postcholecystectomy 
symptoms . 


6224      BILIARY  ILEUS.   (Sp.)   Mir  Pallardo,  J. 

(La  Fe  Social  Security  City  Sanitar., 
Valencia,  Spain),  M.  Muhoz  Ibariez,  P.  Sendra  Leon 
and  S.  Gomez  Iglesias.  Rev.    Esp.    Enferm.    Avar 
Dig.    35(0:69-76,  1971. 


6225      SURGICAL  LESIONS  OF  THE  COMMON  BILE 

DUCT.   PERSONAL  EXPERIENCE.   (Sp.) 
Longo,  0.  F.  (San  Roque  Hosp.,  Cordoba,  Argentina) 
L.  A.  Mammana,  J.  D'Agostino,  C.  D.  Huarte  and 
C.  Nani.  Rev.    Esp.    Enferm.    Avar.    Dig.    34(6): 
587-594,  1971.  y  ^    ' 


6228      A  CASE  OF  CONGENITAL  DIVERTICULUM  OF  THE 

COMMON  BILE  DUCT.   (Por.)   luchtman,  M. 
(Bonsucesso  Hosp.,  Rio  de  Janeiro,  Brazil),  M.  S 
Martins  and  R.  E.  Sche i demantel .  Folha  Med. 
6l(4):297-300) ,  1970. 


6229      SPONTANEOUS  DUODENOB I L I ARY  REFLUX  IN 

THE  ABSENCE  OF  A  GASTROINTESTINAL  BILIARY 
FISTULA.   (Rum.)   Firica,  T.  (Colent i na  Hosp.  , 
Bucharest,  Rumania)  and  V.  Gradinaru.  Chiruraia 
(Bucur.)    20(3)  :  193-200),  I971. 


6230      CHOLECYSTITIS  AND  CHOLELITHIASIS  IN 

CHILDREN.   ABNORMALITIES  OF  THE  CYSTIC 
DUCT.   ROLE  OF  THE  BLOOD  GROUP  IN  THE  PROBABILITY 
OF  OCCURRENCE.   (Fr.)   Aboulola,  M.  (CHU  Pediatr. 
Sug.  Clin.,  Algiers,  Algeria),  H.  Lahreche,  R. 
Bouayad  Agha  and  M.  Bekkat.  Ann.    Chir.    Infant 
12(1) :53-58,  1971. 


6231      AMMONIA  METABOLISM  IN  EXTRAHEPATIC 

BILIARY  ATRESIA.   (E.)   Rubaltelli,  F. 
F.  (U.  Padua  Pediatr.  Clin..  Italy)  and  P.  A. 
Formentin.  Biol.    Neonate    (Basel)    1 7(3-4) :317-320 


6232      A  CASE  OF  ASCARIASIS  OF  THE  COMMON  BILE 

DUCT.  (Fr.)  Borde,  J.  (CHU  Pediatr. 
Surg.  Clin.,  Rouen,  France),  P.  Mitrofanoff  and 
P.  Wallon.  Ann.    Chir.    Infant.    12(l):39-46, 


1971 
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THOROTRASTOSIS,  OBSTRUCTIVE  JAUNDICE 
ASSOCIATED  WITH  BILE  DUCT  CARCINOMA 
ADENOCARCINOMA)  IN  A  THOROTRAST  ACCUMULATION. 
(Ger.)   Eisenburg,  J.  (Univ.  Munich  1st  Med. 
Clin.,  Germany).  Fortsahr.    Med.    89 ( 1 5) -639-640 
1971.  ■ 


6234      DIAGNOSIS  AND  TREATMENT  OF  BENIGN  BILIARY 

TRACT  STRICTURE.   (e.)   Warren,  K.  W 
and  F.  F.  Whitcomb,  Jr.  Hosp.    Praot.    6(2)-62-*74 

1971 .  \  /  "^  /H, 


6226      ADENOMYOMATOSIS  OF  THE  BLADDER  AND  ITS 

RELATION  TO  BENIGN  STENOSIS  OF  THE 
TERMINAL  BILE  DUCT.   (Sp.)   Pera,  C.  (U.  Barcelona 
Sch.  Med.,  Spain),  L.  Fernandez-Cruz  and  J.  Vila. 
Rev.    Esp.    Enferm.    Avar.    Dig.    34(6) : 569-586 ,  I971. 


6235      THE  POSTCHOLECYSTECTOMY  SYNDROME. 

(Ger.)   Koelsch,  K.  A.  (Reg.  Hosp., 
Magdeburg  Altstadt,  Germany).  Internist.    Prax. 
11(1) :47-57.  1971. 


6227      COMPLEX  HEPATOBILIARY  MALFORMATION. 

MALFORMATION  OF  THE  LEFT  LOBE  OF  THE 
LIVER  WITH  AGENESIS  OF  THE  GALLBLADDER,  CYSTIC 
DUCT,  AND  COMMON  BILE  DUCT.   (Sp.)   Barreiro 
Alvarez,  F.  (La  Paz  Resid.  Madrid),  A.  Mateo 
Martinez,  M.  Lazaro  Lazaro  and  J.  Lozano  Rev 
Esp.    Enferm.    Apar.    Dig.    34(6) : 657-666 ,  1971. 
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London) 
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GALLSTONE  FORMATION.  (e.)  Bouchier, 
I •  A.  D.  (Roy.  Free  Hosp.  Med.  Sch.,' 
Lancet    1 (7702) : 71 1 -71  5,  1971. 


RESIDUAL  LITHIASIS  OF  THE  COMMON  BILE 
DUCT.   (Pol.)   Glinski  ,  M,  (Med.  Acad 
1st  Surg.  Clin.,  Zabrze,  Poland),  W.  Grzywna,  W. 
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and  M.  Pardela.  Pol.    Przegl.    Chir.    43(l):79-82, 
1971. 


Germany)  and  C.  Sewcz.  Radiol.    Diagn.    (Berl.) 
11  (5) ;609-6l6,  1970. 


6238       COMPLICATIONS  AFTER  VERTICAL  AND  TRANS- 
VERSE INCISIONS  FOR  CHOLECYSTECTOMY. 
(E.)   Pemberton,  L.  B.  (Presby terian-St .  Luke's 
Hosp.,  Chicago,  111.)  and  W.  G.  Manax.  Surg. 
Gyneaol.    Obstet.      132(5) :  892-89't,  1971. 


6239       CHOLELITHIC  ILEUS.   (Ger.)   Zimmermann, 

K.  (Justus  Liebig  U.  Surg.  Clin., 
Giessen,  Germany)  and  H.  R.  Schoen.  Therapiewoche 
21(14):1119-1126,  1971. 


6240       CARCINOMA  OF  THE  GALLBLADDER.   (E.) 
Rogers,  L.  F.  (4502  Med.  Drive,  San 
Antonio,  Tex.).  Tex.    Med.    67(3):69-74,  1971. 


6247       DISEASES  OF  THE  GALLBLADDER  IN  MYO- 
CARDIAL INFARCTION.   (Rus.)   Bodiug, 
0.  F.  Ter.   Arkh.    43(4):73-77,  1971. 


6248       CASE  REPORT  ON  EXTRAHEPATIC  BILE  DUCT 
ASCARIASIS.   (Ger.)   Gundlach,  E. 

(Med.  Acad.  Surg.  C  1  i n .  ,  Erf urt ,  Germany)  and 
K^  H.  Mastny.   Z.  Aerstl.    Fortbild.    (Jena)    65(3): 
161-162,  1971. 


6249      CYSTIC  DILATATION  OF  THE  COMMON  BILE 

DUCT.   (Sp.)   Varela,  N.  B.  (Sch.  Med. 
Montevideo,  Uruguay)  and  C.  A.  Pravia.  Cir. 
Uruguay    4o(3) :189-194,  1970. 


6241       SIDE-TO-SIDE  CHOLEDOCHODUODENOSTOMY . 

A  NEGLECTED  PALLIATIVE  PROCEDURE.   (E.l 
Stuart,  M.  (Cleveland  Clin.  Found.,  Ohio)  and 
S.  0.  Hoerr.  Am.    J.    Surg.     121(5) :504,  1971. 


6250      BILIARY  OBSTRUCTION  IN  INFANCY.   (Fr.) 

Beraud,  C.  (Debrousse  Hosp.,  Lyon, 
France),  J.  Sauvegrain  and  A.  Campo  Paysaa.  Ann, 
Radiol.    (Paris)    1  4(1 -2) : 1 15-119 ,  1971. 


6242       RECURRENT  COMMON  BILE  DUCT  STONES. 

(Sp.)   Praderi  ,  R.  (Sch.  Med.  , 
Montevideo,  Uruguay).  Cir.    Uruguay    40 (3) : 1 99-20 1 
1970. 


6251      CARCINOMA  OF  THE  AMPULLA  OF  VATER. 

(E.)   Ponka,  J.  L.  (Henry  Ford  Hosp., 
Detroit,  Mich.)  and  N.  S.  Uthappa .  Am.    J.    Surg. 
121  (3):263-270,  1971. 


6243       HYALINE  CALCINOSIS  OF  THE  GALLBLADDER. 

(Sp.)   Suiffet,  W.  (Pasteur  Hosp., 
Montevideo,  Uruguay).  Cir.    Uruguay    40(3): 
229-233,  1970. 


6252 


PRIMARY  ADENOCARCINOMA  IN  CYSTIC  DUCT 


Coll.  Med.,  Salt  Lake  City)  and  C.  Christensen. 
Am.    J.    Surg.     1  21  (5)  :  61  O-6I  1  ,  1971. 


6244       SECONDARY  OPERATIONS  ON  THE  BILIARY 
TRACT.   (Ger.)   Hess,  W.  (Limmatquai 
122-124,  Zurich,  Switzerland).  Diagnostik 
4(2)  :6l-64,  .1971. 


6245       AMEBAE  IN  THE  HUMAN  BILIARY  TRACT. 

(Heb.)   Steinitz,  H.  (Zamenhof  Kupat 
Holim  Cent.  Clin.,  Tel  Aviv)  and  B.  Talis. 


Harefuah   80(2):77-80,  1971. 


6246       RADIOGRAPHIC  FINDINGS  AFTER  TRANS- 
DUODENAL SPHINCTERECTOMY.   (Ger.) 
Sewcz,  H.  G.  (U.  Rostock  Roentgenol.  Diagn.  Ctr. 


6253      LACTASE  DEFICIENCY  IN  CHRONIC  DISEASE 

OF  THE  BILE  TRACT.   (Fr.)   Mondon ,  M.  J. 
Cah.   Med.    1 1  (3) : 87-90 ,  1971  . 


6254      EXPLORATION  OF  THE  COMMON  BILE  DUCT. 

(E.)   Pheils,  M.  T.  (Repatriation  Gen. 
Hosp.,  Concord,  Australia)  and  P.  T.  Andersen. 
Aust.    NZ  J.    Surg.    4l(l):31-34,  1971. 


6255      THE  MANAGEMENT  OF  ACUTE  CHOLECYSTITIS. 
(E.)   Burnett,  W.  (U.  Queensland  Dept. 
Surg.,  Brisbane,  Australia).  Aust.    NZ  J.    Surg. 
4l(l):25-30,  1971. 
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6256      DURATION  OF  NEOMYCIN  THERAPY  FOR 
ENTEROPATHOGENIC  Escherichia  coli 
DIARRHEAL  DISEASE:   A  COMPARATIVE  STUbY~0F~113 

m^h";  J^'l    ,^'r"'  -^-  °-  ^^-    Texas  Southwestern 
Med.  Sch.,  Dallas).  Pediatrias   k8{2) -.IhS-ISS, 

It  appears  that  the  usually  recommended  7  to  10- 
day  course  of  neomycin  therapy  for  E.  coli 
diarrheal  disease  may  be  unnecessarTlyl^g  and 
might  actually  prolong  morbidity.   A  comparative 
study  in  113  infants  administered  short-term  versus 
long-term  neomycin  therapy  (lOO  mg/kg/day)  is  pre- 
sented.  The  infants  on  short-term  therapy  had 
their  antibiotics  discontinued  when  daily  floures- 
cent  antibody  tests  and  cultures  were  negative- 
therapy  averaged  3  days  with  a  range  of  2-^i 
days.   The  infants  on  long-term  therapy  received 
their  antibiotics  for  10  days  without  regard  to 
test  and  culture  results.   Each  group  was  again 
divided  so  as  to  have  half  of  the  patients  re- 
ceive their  total  daily  dose  on  an  8  hr  schedule 
and  half  on  a  4  hr  schedule.   No  difference  in 
effect  was  noted.   A  total  of  90%  of  the  113 
patients  had  negative  tests  for  E.    coli  in  less 
than  k8    hr  after  initiation  of  antibiotic  therapy 
Diarrhea  lasted  significantly  longer  in  those 
patients  on  long-term  therapy.   The  short-term 
therapy  was  as  effective  clinically  and  bacterio- 
logically  as  the  long-term  therapy.   There  were 
twice  as  many  infectious  complications  in  the 
patients  on  the  longer  course  of  therapy. 


(Moorgate  Gen.  Hosp.,  Rotherham,  England)   Aroh 
Dzs.    Child.    46(248) :566-568,  1971. 

Laboratory  studies  were  performed  on  25  of  kk 
babies  with  endemic  diarrhea  who  were  admitted 
to  a  special  care  nursery  during  a  4-month  period 
Eigh  een  of  the  25  babies  were  of  low  birth  weigh 
and  15  were  small  for  their  age.   The  incidence 
of  diarrhea  was  higher  in  those  small  for  their 
age  and  males  showed  a  significantly  higher 
susceptibility  to  the  illness.   Most  infants 
showed  either  a  loss  of  weight  or  failure  to  gain 
weight  prior  to  the  illness,  lethargy,  anorexia, 
and  frequent  and  watery  stools.   The  peak  incidence 
of  symptoms  developed  was  between  the  8th  and  10th 
day  of   ife   No  pathogenic  organisms  were  found 
on  viral  cultures  of  stools  and  the  absolute  poly- 
morphonuclear leukocyte  counts  done  on  the  peri- 
phera   blood  of  affected  cases  was  not  significant- 
ly different  than  that  of  unaffected  cases   Serum 
immunog  obulin  M(lgM)  estimations  from  venous 
blood  showed  that  babies  had"  I gM  levels  below  20 

above  20  m'T  '"'  '"  7  of  9  babies  it  never  rose 
above  20  mg  when  repeated  5  to  10  days  later 

sZH"\\')^   'f !'  "'''  ''^^'"^^^  generally  showed 
serum  I  gM  levels  higher  than  20  mg/100  ml  serum  and 
with  a  more  rapid  rate  of  rise  of  IgM.   The  diar- 
rhea in  these  babies  seems  to  be  caused  by  some 
infectious  agent  that  represents  a  different  anti- 
genic stimulus  to  the  affected  babies  as  reflec  Id 
in  the  higher  serum  IgM  levels  of  affected  cases 
relative  to  unaffected  ones. 


6257      USE  OF  CHOLESTYRAMINE  TO  CONTROL  DIARRHEA 

ASSOCIATED  WITH  ACQUIRED  HYPOGAMMA- 
GLOBULINEMIA. (E.)  Gleich.  G.  J.  (Mayo  Clin 
Rochester,  Minn.)  and  A.  F.  Hofmann.  Am.  J 
5l(2):28l-286,  1971. 


Med. 


A  patient  with  acquired  hypogammaglobulinemia  was 
described  whose  watery  diarrhea  was  unresponsive 
to  either  commercial  y-globulin  or  to  fresh 
frozen  plasma.   Cholestyramine  treatment  (an 
anion  exchange  resin  which  binds  bile  acids)  re- 
duced fecal  frequency  and  fluidity  and  was  associ- 
ated with  a  marked  decrease  in  fecal  sodium.   No 
ova  or  parasites  in  the  feces  was  detected.   Bile 
acid  absorption,  assessed  by  labeling  the  patient's 
bile  acid  pool  with  cholate-l'^C  and  determining 
the  rate  of  fecal  isotope  excretion,  was  within 
normal  limits.   The  appreciable  bile  concentration 
of  ursodeoxycholic  acid,  which  normally  is  present 
in  only  trace  quantities  in  bile  and  feces  and 
the  high  concentration  of  deoxycholic  acid  in 
thediarrheal  stools  suggested  that  an  unusually 
active  and/or  abnormal  bacterial  flora  was 
present.   The  presence  of  increased  concentra- 

IT.I   °[.^^''°"^^'y   bile  acids  may  have  contributed 
to  the  diarrhea. 


6258      RAISED  SERUM  IgM  LEVELS  IN  NEONATAL 

ENDEMIC  DIARRHOEA.   (E.)   Haider.  S.  A. 


6259      CHROMATOGRAPHIC  ISOLATION  OF  SUBSTANCES 

STIMULATING  GASTRIC  SECRETION  IN  THF 
URINE  OF  PATIENTS  WITH  ZOLLINGER-ELLIS^ON  SYND  OME 
(Fr.)   Vatier,  J.  (Bichat  Hosp.,  Paris).  M 
Dubrasquet.  J. -P.  Bader  and  S.  Bonfils   Clin 
CTztw.  ^eta  33  (2): 365-371,  1970. 

Chloroform  extracts  from  the  urine  of  3  patients 
w,  h  Zolhnger-Ellison  syndrome  were  separated  by 
chromatography  on  Sephadex  G-25  columns,  and 
fractions  which  stimulated  gastric  secretion  in 
ra  s  were  further  purified  on  ami noethy Ice  1 1 ulose 
columns.   On  the  basis  of  their  UV  absorption 
spec  ra,  the  2  active  fractions  appear  to  be 
peptides  differing  in  their  content  of  aromatic 

mino  acids..  One  of  these  fractions  produc:d  an 
olZA        h",^''r'^  secretion  similar  to  that  of 
gas  r in  while  the  other  fraction  produced  an 
earlier  and  more  intense  response.   From  these 
findings  it  can  be  hypothesized  that  these  2 

onrof°th/f'  'if^^'"^"^  f°™^  of  gastrin  or  that 
one  of  the  fractions  is  a  substance  secreted  by 
the  pancreatic  tumor  in  Zol 1 i nger-E 1 1 i son  syndrome. 

6260      GAS  CHROMATOGRAPHIC  ANALYSIS  OF  URINARY 
IM  PflTirM^rw"^'^^  '^^^   PHENYLALANINE  METABOLITES 
IN  PATIENTS  WITH  GASTRO I NTESTI NAL  D I SORDERS    (e  ) 
N  ;^H^  '!'^""'  '•  (Wilhelmina  Child.  Hosp   U  recht 
Netherlands),  E.  A.  K.  Wauters,  D.  Ketti  g"M       ' 
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Duran  and  S.  K.  Wadman.  Clin.    Chim.    Acta   lh[2) : 
289-296,  1971. 

The  urinary  excretion  of  bacterial  phenylalanine 
and  tyrosine  metabolites  was  measured  in  patients 
with  cystic  fibrosis,  celiac  disease,  resection 
of  the  small  intestine  and  unclassified  diarrhea 
using  gas  chromatography.   In  all  7  patients  with 
cystic  fibrosis,  6  receiving  pancreatin  substitu- 
tion therapy,  £-hydroxypheny lacet i c  acid  was  in- 
creased while  in  4  of  7  the  phenylacetic  acid 
excretion  was  elevated.   Benzoic  acid  was  increased 
in  9  out  of  10  untreated  cases  of  celiac  disease 
and  in  6  of  11  patients  given  a  gluten-free  diet 
for  some  time.   Untreated  patients  also  showed  ele- 
vated levels  of  phenylacetic  acid  (7  patients),  £- 
hydroxybenzoic  acid  (6)  and  £-hydroxypheny 1 acet i c 
acid  (8).   Excessive  excretion  of  all  metabolites 
was  variably  seen  in  the  5  patients  with  intes- 
tinal resection.   In  patients  with  unclassified 
enteritis,  phenylalanine  metabolites  were  more 
frequently  increased  than  tyrosine  metabolites. 


6261      RESISTANCE  OF  THE  BREAST-FED  INFANT  TO 

GASTROENTERITIS.   (E.)   Bullen,  C.  L. 
(Luton  and  Dunstable  Hosp.,  England)  and  A.  T. 
Willis.  Bt.   Med.    J.    3(5770) :338-343,  1971. 

The  relationship  between  the  microbiological  and 
physiochemical  properties  of  the  feces,  andthe 
composition  of  dietary  intake  was  compared  m 
10  breast-fed  and  21  bottle-fed  infants.   The 
predominant  organism  in  the  feces  of  breast-fed 
babies  was  an  anaerobic  lactobaci 1 lus .   The  feces 
of  breast-fed  infants  had  a  much  higher  water 
content  and  a  lower  buffering  capacity  than  those 
from  bottle-fed  infants  and  contained  reducing 
and  fermentable  substances  (probably  lactose) 
which  were  absent  from  the  feces  of  bottle-fed 
babies.   Breast-fed  infants  received  a  relatively 
fluid  feed,  rich  in  lactose  but  low  in  phosphorus 
and  caseinogen,  which  did  not  readily  curd  and 
traversed  the  small  intestine  rapidly,  resulting 
in  a  carry-over  of  lactose  and  water  into  the 
large  intestine.   The  ingredients  and  properties 
of  breast  milk  which  seem  to  provide  an  intestin- 
al content  favorable  to  both  the  growth  of  lacto- 
baci lli  and  the  production  of  an  acid  environment 
may  account  for  the  resistance  of  breast-fed 
babies  to  gastroenteritis. 


6262      AMINO  ACID-HYPERTONIC  GLUCOSE  TREATMENT 

FOR  INTRACTABLE  DIARRHEA  IN  INFANTS. 
(E.)   Keating,  J.  P.  (Washington  U.  Sch.  Med., 
St.  Louis,  Mo.)  and  J.  L.  Ternberg.  Am.    J.    Dis . 
Child.     122(3) :226-228,  1971. 

Nine  infants  with  intractable  diarrhea,  malnu- 
trition and  failure  to  tolerate  a  variety  of 
orally  given  formulas  were  fed  i.v.  with  a 
crystalline  amino  aci d-hyperton i c  glucose  solution 
from  14  to  37  days.   The  regimen  was  successful 
as  evidenced  by  weight  gain,  relief  of  diarrhea 
and  restoration  of  the  infant's  ability  to  thrive 
on  oral  feedings.   Extravasation  of  the  hypertonic 


infiltrate  occurred  on  2  occasions,  in  one  case 
due  to  displacement  of  the  catheter  during  flexing 
of  the  infant's  trunk  for  lumbar  puncture  such 
that  the  catheter  tip  entered  the  extradural  space. 
The  hypertonic  solution,  here,  created  an  osmotic 
gradient  and  further  aggravated  the  dehydration. 
Hemolytic  anemia  and  marked  morphologic  abnormali- 
ties of  erythrocyte  structure  were  observed  in  1 
infant  during  a  period  in  which  her  serum  in- 
organic phosphate  level  had  fallen  to  0.9  mg/100 
ml.   Apparently  more  complete  utilization  of  the 
nitrogen  is  provided  for  protein  synthesis  when 
the  nitrogen  source  is  administered  as  crystalline 
amino  acids  than  when  the  nitrogen  is  provided  as 
a  mixture  of  amino  acids  and  peptides  in  hydroly- 
sates . 


6263      GASTROINTESTINAL  FUNCTION  AND  RADIO- 
GRAPHIC APPEARANCE  FOLLOWING  GASTRO- 
SCHISIS  REPAIR.   (E.)   Touloukian,  R.  J.  (Yale 
U.  Sch.  Med.,  New  Haven,  Conn.)  and  T.  J.  Spackman. 
J.    Pediatr.    Surg.    e(k) : k27-k3^ ,    1971. 

Six  surviving  newborn  infants  with  gas t roschi s i s 
and  antenatal  evisceration  of  the  entire  gastro- 
intestinal tract  were  treated  by  the  technique 
of  staged  repair  with  silastic  sheeting.   Growth 
and  development  follow-up  through  infancy  to  be- 
tween 17  mo  and  6i  yrs  of  age  showed  normal 
gastrointestinal  function  and  above  the  25th  per- 
centile level  for  height  and  weight.   No  episode 
of  intestinal  obstruction  or  incomplete  obstruc- 
tion occurred.   Some  degree  of  nonrotation  of  the 
colon  resulted  from  antenatal  her.niation  of  the 
intestine  preventing  mesenteric  fixation.   Length 
and  mucosal  surface  of  the  small  intestine  was 
normal  with  the  colon  appearing  markedly  redundant 
and  longer  than  normal.   Shortening  and  severe 
inflammation  of  the  eviscerated  intestine  were 
reversible  following  gas trosch i s i s  repair. 

626'(      DIPHENOXYLATE  HYDROCHLORIDE  (LOMOTIL) 

POISONING  IN  CHILDREN.   (E.)   Wheeldon, 
R.  (Child.  Hosp.,  Sheffield,  England)  and  H.  J. 
Heggarty.  Arah.    Dis.    Child.    '*6(2i»8)  :  562-563 ,  1971. 


6265      THE  CARCINOID  TUMORS  OF  THE  DIGESTIVE 

TRACT.   (Fr.)   Bories  Azeau,  A.,  G. 
Louvety  and  L.  Dayan.  Montpellier  Chir.     16(4): 
359-363,  1970. 


6266      SALMONELLA  PATHOGENESIS  IN  GERM-FREE 

MICE.   A  BACTERIOLOGICAL  AND  HISTO- 
LOGICAL STUDY.   (E.)   Ruitenberg,  E.  J.  (Natl. 
Inst.  Public  Health,  Utrecht,  Netherlands),  P.  A. 
M.  Guinee,  B.  C.  Kruyt  and  J.  M.  Berkvens. 
J.    Exp.    Pathol.    52(2) :192-197,  1971. 


Br. 


6267      DESMOID  TUMOUR  (FIBROMA  OF  THE  ABDOMINAL 

WALL)  OCCURRING  IN  SIBLINGS.   (E.) 
Caches,  C  (Sheffield  Roy.  Infirm.,  England)  and 
J.  Burke.  Br.    J.    Surg.    58  (7)  : 't95-'t98,  1971. 
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6268      SOME  OF  THE  DRAWBACKS  OF  DRAINAGE  IN 
ABDOMINAL  SURGERY.   (Rum.)   Andreolu, 
C.  (2nd  Hosp.,  PloiestI,  Rumania),  T.  Badulescu 
and  C.  C.  Andreoiu.  Chirurgia    (Bucur. )    20(3): 
229-23't,  1971. 


6269      DEVELOPMENTAL  ANOMALIES  IN  THE  POSITION 

OF  ABDOMINAL  VISCERA  IN  CHILDREN. 
(Pol.)   Chojnackl,  W.  (j.  Sniadecklego  Hosp. 
Bialystok,  Poland)  and  Z.  Korfel.  Pediatr.    Pol. 
^5(12):lit8l-1i(86,  1970. 


6270      THE  ENDOMETRIOSES  OF  THE  ALIMENTARY 

TRACT.   (Por.)   Varay,  A.  (Salpetriere 
Hosp.,  Paris)  and  J.  Alexanian.  Mediao    (Porto) 
58(1016)  :6l't-6l7,  1971. 


6271      CELIAC  ARTERY  COMPRESSION.   (E.) 

Cleator,  I.  G.  M.  (Leith  Hosp.,  England) 
A.  I.  S.  MacPherson  and  G.  M.  Eraser.  J.  R.  Coll. 
Surg.    Edinb.    l6(2):96-99,  I971. 


6272      DIGESTIVE  INTOLERANCE  TO  DIGITALOID 

COMPOUNDS.   ITS  TREATMENT  BY  MEANS  OF 
METOCLOPRAMIDE.   (REPORT  ON  17  CASES).   (Fr.) 
Pellerin,  F.  (Bichat  Hosp.,  Paris).  J.    Med.    Chir. 
Prat.     1^42(7)  :248-26l  ,  I971. 


6273      ORAL  OR  NASOGASTRIC  MAINTENANCE  THERAPY 

IN  PEDIATRIC  CHOLERA.  (E.)  Nalin,  D. 
R.  (Pakistan  Seato  Cholera  Res.  Lab.,  Dacca)  and 
R.  A.  Cash.  J.    Pediatr.    78(2) : 355-358,  1971 . 


6274      MASSIVE  GASTROINTESTINAL  HEMORRHAGE. 

(E.)   Finby,  N.  (St.  Luke's  Hosp.  Ctr. 
New  York,  N.  Y.)  and  C.  F.  Begg.  NY  State  J. 
Med.    71(2):233-236,  1971. 


6275      INFECTIOUS  DIARRHEAS  CAUSED  BY  ENTERO- 

PATHOGENIC,  SERUM-TYPED  STRAINS  OF 
Escherichia  col  i .   (it.)  Fornara,  P.  (Maggiore 
Carita  Hosp.,  Novara,  Italy)  and  M.  E.  Borgna. 
Minerva  Pediatr.    23 ( 10) ; 395-420,  1971. 


6276      GASTROINTESTINAL  DISEASES  -  A  PUBLIC 

HEALTH  PROBLEM.   (Rum.)   Fodor ,  0. 
(Inst.  Public  Health,  C  1  u j  ,  Rumania),  N.  Moldovan 
and  R.  lencica.  Viata  Med.     1 8(3) : 99- 108,  I971. 


6277      PERFORATION  OF  THE  DIGESTIVE  TRACT  IN 

OLD  AGE.   (Jap.)   Yamashiro,  M. 
(Yoikuin  Hosp.,  Tokyo),  Y.  Suzuki  and  F.  Kubo. 
Stomach  Intest.     (Tokyo)    6(4) ; 419-422,  1971. 


6278      PERFORATION  OF  THE  DIGESTIVE  TRACT  IN 
THE  NEWBORN.   (Jap.)   Ueda,  T.  (Child. 


Health  Ctr.,  Osaka,  Japan) 
(Tokyo)    6(4) :423-428,  1971 


6279 


Stomach  Intest. 


SOME  PROBLEMS  OF  GASTROINTESTINAL 
BLEEDING  IN  CHILDREN.   (E.)   Collins, 
R.  E.  C.  (St.  Peter's  Hosp.,  Chertsey,  England) 
Arah.    Dis.    Child.    46(245) : 1 10- 1 1 2  ,  1971. 


6280      RAPID  AND  DIRECT  EXAMINATION  OF  THE 

STOOLS  IN  ACUTE  DIARRHEA  OF  CHILDREN. 
(Por.)   Bearzoti,  P.  (Univ.  Sch.  Med.  Sci., 
Campinas,  Brazil)  and  I.  Dos  Re i s ,  Jr.  Pediatr. 
Prat.    (Sao  Paulo)    41  (9-I 2) :321 -326  ,  I970. 


6281      CLINICAL  STUDY  ON  PERFORATION  OF  THE 

ALIMENTARY  TRACT.   (Jap.)   S i da  ,  S. 
(Juntendo  U.  Sch.  Med.,  Tokyo),  T.  Takamura  and 
M.  Arakawa.  Stomach   Intest.     (Tokuo)    6(4) -411-417 
1971. 


6282      A  CASE  OF  PRIMARY  AMYLOIDOSIS  OF  INTERNAL 

ORGANS  WITH  FOCAL  SYSTEMIC  CALCIFI- 
CATIONS.  (Rus.)   Li tvakovskaia,  G.  A.,  A.  S. 
Sazanova  and  E.  M.  Zagnitovska.  Vestn.    Rentqenol. 
Radiol.    46(2):96-99,  1971. 


6283      LOCAL  TREATMENT  OF  CIRCUMSCRIBED  AND 
DIFFUSE  PERITONITIS.   (Gar.)   Benz   K 

in^l)■%%^[%r^:''''''"'^■      '■   ^^^^emeinmed. 


6284      GASTROENTEROLOGY  IN  NORWAY.   (E.)   Myren, 

J.  (Ulleval  Hosp.,  Oslo,  Norway).  R. 
C.    Rom.    Gastroenterol.    3(l):58-60,  1971. 


6285      ACUPUNCTURE  IN  BALNEOTHERAPY  OF  GASTRO- 
INTESTINAL DISEASES  AND  THEIR  CONCOMITANT 
SYMPTOMS.   (Cz.)   Marek,  J.  (Milit.  Hosp.  Inst 
Karlovy  Vary,  Czechoslovakia).  Fysiat.    Reumatol. 
Vestn.    49(0:26-33,  1971. 


6286      MORPHOLOGY  OF  Entamoeba  histolytica 

IN  HAMSTER  LIVER  ABSCESSES';   (Sp.) 
Trevino  Garcia  Manzo,  N.  (Natl.  Med.  Ctr.,  Mexico 
City,  Mexico),  M.  De  La  Torre  and  I.  Ruiz  De 
Chavez.  Arah.    Invest.    Med.     1 (Supp 1 . ) :61 -! 


1970. 
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HISTOPATHOLOGICAL  PECULIARITIES  OF  AMEBIC 
LESIONS.   (Sp.)   Aguirre  Garcia,  J. 

(Natl.  Med.  Ctr.,  Mexico  City,  Mexico).  Arah. 

Invest.    Med.     1  (Supp  1  . )  :  1  47-I  56  ,  1970-. 


6288      EVALUATION  OF  SURGICAL  TREATMENT  OF 

AMEBIASIS.  (Sp.)  Quijano,  M.  (Natl. 
Med  Ctr.,  Mexico  City,  Mexico).  Arah.  Invest. 
Med.     1  (Suppl  .)  :247-250,  I97O. 
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Schi  stosoma  mansoni : 
Macaca  mulatta.   Te". ) 


IMMUNITY  IN 
Maddison,  S. 
Health  Education  Welfare  Ctr„  Dis. 


(us  Dept. 

Control,  Atlanta,  Ga.),  S.  J.  Geiger  and  I.  G. 

Kagan.  Exp.    Parasitol.    29  (3)  :'t63-'t70,  1971. 

Immunity  to  Schistosoma  mansoni  was  investigated 
in  29  rhesus  monkeys.   Infection  with  1000 
cercariae  conferred  complete  protection  to  re- 
infection as  demonstrated  by  failure  of  challenge 
cercariae  to  develop  into  egg-producing  adults. 
Sensitization  with  extracts  of  adult  worms  by 
various  routes  failed  to  confer  any  protection 
against  subsequent  exposure.   Humoral  response 
was"assayed  by  indirect  hemagglutination, 
cercariae  cyst  reaction,  and  circumoval  precipita- 
tion, bentonite  f loccul at  ion ,  and  complement- 
fixation  tests.   Infection  or  sensitization 
stimulated  reactivity  in  all  except  the  circumoval 
precipitation  test.   Skin  tests  and  passive 
cutaneous  anaphylaxis  reactions  revealed  reaginic 
type  antibody  in  infected  monkeys.   Delayed  type 
skin  reactivity  was  not  observed.   Ant i 1 ymphocyt ic 
serum,  cyclophosphamide,  and  total  body  irradiation 
failed  to  alter  the  actively  acquired  immunity. 


6290      SMALL- INTESTINAL  CELL  TURNOVER  IN 

PATIENTS  WITH  PARASITIC  INFECTIONS. 
(E.)   Da  Costa,  L.  R.  (Hotel  Dieu  Hosp.,  Kingston, 
Ontario,  Canada).  Br.    Med.    J.    3  (5769) :28l -283 , 
1971. 

Loss  rates  of  small  intestinal  DNA  were  measured 
in  6  patients  with  Strongyloides  stercoral  is 
hyper  i  nfestat  ion,  't  patients  with  hookworm 
disease,  and  8  normal  controls.   High  epithelial 
cell  turnover  apparently  resulted  in  excessive 
loss  of  endogenous  substances  causing  malnutrition 
and  hypoproteinaemia  with  S_.  stercoral  is  infesta- 
tion.  In  addition  to  increased  epithelial  cell 
turnover  there  was  a  loss  of  absorptive  surface 
due  to  the  abnormal  mucosa  also  permitting  an 
increased  loss  of  endogenous  substances.  The 
mean  DNA  loss  rates  were  73.9,  51.6,  58. 0  and 
62.2  ng  atoms  DNA-P/min  in  't  strongyloidiasis 
patients  having  weight  loss.   This  was  higher 
than  hookworm  patients  (mean  14.5,  standard 
deviation,  7.5).   The  mucosal  pattern  was  normal 
with  no  clinical  evidence  of  malabsorption  in  the 
k    hookworm  patients.  The  high  DNA  loss  rates  in 
2  strongyloidiasis  patients  fell  to  normal  after 
treatment. 


6292      VOLATILE  FATTY  ACID  PRODUCTION  BY  THE 

ADULT  LIVER  FLUKE  Fasciola  hepatica. 
(E.)   Lahoud,  H.  (U.  New  South  V-/ales  Sch.  Wool 
Pastoral.  Sci.,  Kensington,  Australia),  R.  K. 
Prichard,  W.  R.  McManus  and  P„  J.  Schofield„ 
Comp.    Bioohem,    Physiol.    38 (2B) :379-391 ,  1971. 


6293      HUMAN  INFECTION  WITH  PIG  Ascaris 

(a.  suum ) o   (E.)   Crewe,  W.    (Liverpool 
Sch.  Trop.  Med. 

Ann.    Trop.   Med. 


,    England)  and  D.  H.  Smith. 
Parasitol.    65(1) :85,  1971. 


629^4      A  NEW  CLINICAL  ENTITY:   HUMAN  INFECTION 

WITH  YERSINIA  PRESENTING  AS  AN  ACUTE 
ABDOMEN.   (E.)   Vilinskas,  J.  (U.  Connecticut 
Med.  Sch.,  Hartford),  R,  C,  Tilton  and  J.  J. 
Kriz.  Am.    Surg.    37 (9) : 568-572,  1971. 


6295      A  CASE  OF  INTESTINAL  PERFORATION  BY 

ASCARIS.   (Bui.)   II  lev,  A.  and  P. 
Ucikov.  Khirurgiia    (Sofiia)    24(1 ) : 1 I7-I 18,  I97I, 


6296      PATHOMORPHOLOGIC  CHANGES  IN  THE  SMALL 
INTESTINE  OF  A  CHILD  DUE  TO  PARASITIC 
DWARF  TAENIA.   (Rus.)   Astafiev,  B.  A.  and  M.  L. 
Kazarnovskaia.  Med.   Parasitol.    (Mosk.)    40(l): 
107,  1971. 


6297      GASTROINTESTINAL  DISTURBANCES  IN 

TRICHURIASIS.   (Ser.)   Glisic,  L.  (Med. 
Sch.,  Belgrade,  Yugoslavia)  and  P.  Simic.  Med. 
Glas.    2')(6):259-26l,  1970. 


6298      GASTROINTESTINAL  PROTEIN  LOSS  IN 

PATIENTS  WITH  HOOKWORM  INFECTION. 
(E.)   Areekul,  S.  (Mahidol  U.  Sch.  Trop.  Med., 
Bangkok,  Thailand),  K.  Devakul  and  Y.  Chantachum, 
J.   Med.   Assoa.    Thai.    54(0:28-32,  1971. 


6299      STUDY  OF  VITAMIN  Bl2  AND  FOLIC  ACID 

DEFICIENCY  IN  HOOKWORM  DISEASE.   (E.) 
Saraya,  A.  K.  (All-India  Inst.  Med.  Sci.,  New 
Delhi),  B.  N.  Tandon  and  K.  Ramachandran.  Am. 
J.   Clin.   Nutr.    24(1)  :3-6,  1971. 


6291       INTESTINAL  SCHISTOSOMIASIS.   (E.) 

Rowland,  H.  A.  K.  (Hosp.  Trop.  Dis., 
London).  Gut   1 2(8) :663-667,  1971. 


6300      SALMONELLOSIS.   (E.)   Christie,  A.  B. 

(Fazakerley  Hosp.,  Liverpool,  England), 
Br.   J.   Hosp.   Med.    5(3) :331 "342 ,  1971. 
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05752 
ISBASFSOO,  A 

06176 


ISnISTsn,  irf 

05781 
ISHCHUK,  A.l 

05795 
ISSELBaCHF.K,  ej 

CS65U* 
ISSELBAOHER,  KJ 

C5605*  056lirt* 
ITO,  K 

05652* 
ITO,  S 

CSIilO* 
lUOHTfAl,  t' 

06228 
IVFY,  KJ 

05833* 

JACKSOK,  P 

06051* 
JARNS,  MF 

0S7oa 

JAf:FS,  AE  JB. 

06052* 
JA^ES,  •«PT 

05938 
JA«IM:,T,  F 

051ili9* 
JANKaU,    0 

05896 
JANOWITZ,     HD 

CSliliO*    05639*    05960 
JAMSSON,    a 

05ii79 
JABOS,     F 

05777 
JAVITT,  NB 

05653* 
JEAN»1ART,  L 

05993 
JEFFERV,  RF 

C6C8IJ 
JELAVIO,    C 

C6121J 
JERSILU,    PA    JR. 

0Sltl3* 
JE-iEL,    KL 

06087 
JHINGRAN.  SO 

C57CI1 
JIMENEZ,  AR 

05726 
JIRASEK,  J 

05910 
JOHNSON,  LR 

C51l99* 
JOHNSON,  SH  III 

06032* 
JOHNSTO"),  01 

0611)8 
JOHNSTON,  D 

05510* 
JOHN9T0M,  DO 

06180 
JOKINKN,  EJ 

06090 
JOPPICH,  I 

05738 
JORDAN,  I 

0570lt 
JORGENSEN,  M 

06093 

JOS,  J 

C5li6S 

JUHL,  E 

06076* 

KABELKA,  M 

06126 
KAESS,  H 

05505* 
KAOAN,  IQ 

06289* 
KALAN-T,    H 

0«lli7 
KALZ,    M 

06103 
KANDAlAFT,  9 

0595li* 
KaNFKO,  m 

06096 
KANNO,  T 

0580)1 
KAPELLER,  K 

05)122 


<Apr.ni.,    s* 

(  619:i* 
ir/,p':V,    ■■■■' 

0  598'! 
KAI;^VASTLFV,     T 

05790 
KARCZ,    .1 

C5909 
KarLSSO  1.  b'- 

05567 
KArfVO.ail,     P5 

OS^^l* 
KASOHUlA,     h-OC 

059ll6*    0  =  9«7 
KA39UR,     e 

06183 
KASIIMI,     F 

O580U 
KATOHll"GFFEfi,    J 

05uii6* 
KATTERmahn,    r 

0  56  68* 
KATZ,     S 

0591i3* 
KaUFmamij,    j 

05716 
KA^ABE,     K 

056liS* 
xa'^aI,    KIK 

05815 
KAY,    S 

06C71* 
KAYE,     It'- 

051,66* 
KAYS  Eh,     V 

05565 
KAZAKOVA.     OV 
06115 

kazar-ovskaia,  ml 

06296 
KLATI'»a,  JP 

06262* 
KEATS,  TK 

06038 
KENfAtl,  MJ 

05863* 
KL^rLEii,  J 

061i;6* 
KEPPLFfi,  C 

05561   06156 
KERPaOL,  w 

06078 
KERR,  R'- 

0566tt 
KESTFNS,  PJ 

05868   05869 
KETTINQ,  r. 

06260* 
KKTTNER,  w 

06030 
KEUNTJE,  h 

05902 
KF'J,  KC 
06193* 
KFWENTER,  J 

OSIiVO*  05)j71* 
KHANH,  '10 

061011 
KHA^^•A,  Jf 

06m7 
KHRISTIOH,  Ar 

05689 
KHROUCHTOHEVa,  ea 
05518 

KiiirER,  nv  III 

05)i87* 

Kiro,  c 

06086 
KIFKLnS,  b 

05870 
KIPSHIUZE,  n 

05538 
KIRA,  K 

06050* 
KIROEV,  I 

05790 
KIRSCH,  P 

06130 
KIRSNER,  JB 

056511*  r6C2S 
KI3SEIEV,  AA 

05517 
KISSELS  V,  CI 

05571 


KISSILEFF,  H 

0S621* 
KITSOM,  TW 

051i90« 
KIEBANOFF,    0 

060<5« 
KIEIN,  HJ 

C5829* 
KLEIN,  w 

C6128 
KlIMENKOV,  AA 

0S806 
KIOCHKO,  KN 

CS631 
KIOUKINA,  LB 

05666 
KNOWLfS,  JP 

05a9O« 
KOB,  T) 

0S761i» 
K0BAYA3HI,    A 

05815 
KOBA^fASHI,    K 

0S6U5* 
KOBAl^ASHI,    S 

C5ll27 
KOCK,     NO 

05U71* 
KOEDA,    T 

05825* 
KOELSCH,  KA 

06235 
KOGURE,  T 

05722* 
KOHLER.  JJ 

06057 
KOLb>  HJ 

C51»61i 
KOLDOVSK'i,    0 

0S)i37» 
KOIIHOVA.  E 

06126 

komaTa,  n 

058111 
KONTUREK,  3J 

05533* 
KORFFL,  2 

0626? 
KORNER.  A 

05511  li* 
KORNEV,  II 

05712 
KOHOBITSINE,  VT 

05517 
KOSTIC.  K 

OS568 
K03TLER,  J 

C5680 
KCUSAKA,  T 

0561i7*  C56S2* 
KOUZNETSOVA,  AQ 

05518 
KOVALCHUK,  NV 

05610 
KOVALEVSKII,  EO 

05806 
KOWALCZYK.  T 

05513 
X0HALFW9KI,  K 

05768* 
KOYUNDERLIEV.  P 

06000 
KOZLOVA,  ZP 

05516 
KOZLVA.  EK 

05518 
KRAEMER,  3 

05601* 
KRATNOVA,  R 

05777 
KRAU3,  T<l 

05U17* 
KRAUS,  L 

05656* 
KRAUTHEIH,  J 

05671   05676 
KREMPIEN,  B 

05506* 
KRETCHMER,  N 

05921* 
KRIKLER,  DM 

06171 
KRIZ,  JJ 

0629U 


XROKOWICZ,  A 

06Ctt5 
KRONE,  GL 

C6C98 
KRONER,  H 

C61S11 
KRUQ,  F 

OS598 
KRUYl,  BC 

06266 
KUBAT,  K 

05)137* 
KUPO,  F 

06277 
KUpOTA.  N 

056li5* 
KU0HEMa''N,  K 

061110 
KUCI3EC,  A 

06C16 
KUH",  E 

06136 
KUHN,  RA 

057611* 
KUJA-iSKA,     J 

C57u6 
KUL03AR,  0 

060011 
KULESZYNSKA,  B 

05809 
KULIOZ,  A 

056711 
KUNITZ,  SJ 

C6189* 
KUNZ,  HJ 

05627* 
KUPFER.  3 

055311* 
K'JRaMaTA,  H 

05677 
KURaTSUKA,  H 

06o50* 
KUHOUZOV,  OP 

C6001 
KUROGOCHI,  Y 

05569 
KURYLriO,  L 

C51l02» 
KYLE,  J 

C5912*  05917   05920 

L'ABBATE,    N 

OSI13O 
L'HERMIHE,    0 

060118 
L'HERMITE,    A 

05)iOe* 
LAHOUD,    H 

C6292 
LAHREOHF,  H 

06230 
LAKY.  D 

06135   06192* 
LAMB,  FS 

05858 
LAl^BERT,  P 

05UB9*    05^92*    051i98* 
LAHOTTE,    H 

06009 
LAPIS,    K 

06127 
LAfiQIACER,  F 

061d6» 
LARHI,  TKI 

05888 
LARSEN,  E 

05861* 
LA3T0V3KAIA,  TO 

O5I1I9 
LAlREILLf,    JP 

06075* 
LAU,    H 

06061* 
LAURIS,    V 

055iil* 
LAVAL).    ^' 

05527* 
LAVELLE,  no 

06165* 
LAVERDanT,  0 

06179 
LAVRENOV,  VK 

06002 


LB 


JR. 


lAV,  VE 

C55S2 
LAWRENCE. 

05887 
Lai^HEHOE, 

C6C71* 
LAYNF,  D3 

CS59U 
LA7AR0  LaZaRO,  M 

C6227 
LAZARUS,  H 

C  571)1 

lazarijs,  L 

C5S23 
LE  GUILLY,  Y 

06078 
Li  NEEL,  JC 

06003 
LE  VERGER,  JC 

06078 
LEBER,  HW 

05565 
LEE  RAMOS,  AF 

06131 

LEE,  E 

C6132 

LEF,  FA 

0573c 
LEE,    JS 
C51ili2» 
LEFER,    AH 

C552S* 
lEfRANC,  G 

051i08* 
LEOER,  L 

05701   0601i2 
LEGOE,  DA 

05650*  06067* 
LEHMANN,  HE 

06172 
LEMAITRE.  G 

O6OI16 
LEt<0NNIER,    F 

06202 
LECPINEN,  M 

06090 
LENNINGEK,  S 

05531* 
LENOIR.  P 

06078 
lENPIOT,  JP 

05622*  05701 
LENTZE.  M 

0561il» 
LESCRINSKI, 

05893 
LE9HER,  3 

05607* 
LETAC,  B 

05899 
LEVBAHG,  MS 

06118 
LEVI,  JU 

05SU9* 
LEVINF.  R 

05580 
LEVINE,  RA 

05ll96* 
LEVI!,  TS 

05663 
LEVITAN,  B 

051i)l3* 
LEVITT, 

05613 
LEVRAT,  l< 

0555I1* 
LEVY,  JE 

06189* 
LEVY,  M 

06069* 
LEZHAVA, 

05588 
LIAPC, 

05785 
LIDSKII, 

062011 
LIEBER,  OS 

0611i9 
LTEBERM4N.  I 

C5U55 
LIEDHERQ,  Q 

C5lt88*    051l93* 
LIFRSCH,    M 

05I16O 


lA 


MD 


DI 


AT 


IIKSEh,     H 

C5561 
Llfi'^Y,     -, 

1-51.95* 
IILII',    •)'; 

^5970 
LI'JLE''.,     T 

(■'irltJ*    0'C19» 
IT.irSIRAnr,    K 

0  5i.  9  3* 
LIP'-A'-.    WL 

0  5  575 
LIPMTSKJlA,  Vti 

LIPPI,  I 

06C63* 
LITKIN,  Kl 

C62C5 
IITVAK,  BG 

CSSIS 
LITVAnOVSKaIA,  OA 

06282 
LLKi-ELLVi.    rif 

06C27 
LOCV^ER,    J 

05668 
LCCKSHIS,  ,v 

C6161* 
LOEB,  F 

r5>*i!)« 

LOFPEi.,  J 

C5«81 
LOISaNck,  X. 
05622* 

iompakei,  e 

05578 

lONCINO,   I 

0621U* 
LONGhiKE,  HP  JR. 

O6C8O 
LOMOO,  Of 

06053      06225 
T_OPEZ,    F 

C6C37 
LOPEZ,     1 

05580 
LOU,    TY 

C51il6* 

lonis,    fl 

r5l!06« 
LOUVETY,    r, 

06265 
lOWFNSleiK,    Jf 

05582 
LOZanO.    J 

06227 
LUBPAnO.    t 

061uS* 
L'lOHKO,     AS 

055811 
L'.'DVIG,     J 

05650*    C6o67* 
Li-KOVIC,    r, 

O5630 
LU'iPGRE'.    0 

056211* 
LYiJr,    HB 

05959* 

■^APILLE,    JP 

06139 
"lACELLA"!,    V 

05719 
"AOIMCI,     0 

06110 
"AC,     E 

06C6li* 
''AOkIt,     DB 

05625* 
«ACLEOC,    MA 

05t US* 
^'AG^'AHC>',    HE 

06066* 
MAC-ILLAV,     J 

(-5I1I5* 
:-lACPHEBSCK,    AIS 

06271 
"ADEEn.    JL 

0595I1* 

"AUriSOl,     SF 

C6269* 
"AES,     f'J 

058ii5 


oc<d<KM«»6Bi:-: 


MAGGI,  P 

csiua 

KAILlAHD,  .!»■ 

CS7I13 
MAISW/H,    "Sr 

CS965 
MAKARFVITGh.  "F 

C589)i 
MAKI,  T 

CS7t7« 

maLavtya,  A> 
malishev,  et 

KALI,  RA 

CSS63 
MAITSKV,  Vh 

C61S'' 
MAMELLi,  JC 

0593« 
MAMMaKa,    i,^ 

0<053      C«225 
MAN,    P 

CS65A» 
MANa'<A,    J 

C57A5 
XANAX,    --li 

C623! 
MANGOS,    Ja 

C51l50» 
MANNKB,    h 

C57Ij9 
MaNOUIIOFF,    J 

CSli95» 

mantovamj:,  P 

CSll"? 

mabatka,  z 

05782 

MARFX,    J 

0«285 

MAROtJlIS.    AR 

0S81«» 
KAHIN,  A 

MARINI.  K 

06097 
MARKOV,  D 

C57«8 
MARKS,  C 

CS9«0 
MARKS,  I 

06051* 
MARKS,  in 

0S532*  U6007 
MARKSCHFln-XASPI,  L 

05)l52« 
MARLFAU,  r. 

0611L 
MARSHALL,  V  JR. 

C6C32* 
MARTIN-VIVALEI,  K 

05661 
MARTIN,  F 

0SU«9* 
MARTIN,  JF 

0566  li 
MARTIN,    SS 

0Sli21 
MARTIN,    » 

05926* 
MARTIHEZ  3FEBFR,  JL 

0593S 
MARTINEZ  VaZQI'EZ,  JS< 

061')2 
HARTIMZ,  LO 

05710 
MARTINS,  "S 

0622S 
MARX.  E 

06126 
MARZI,  }' 

0S90X 
MASANn,  GF 

05972 
MaSTNY,  kh 

C62I18 
MaTf.O  fA«TlNEZ,  A 

06227 
MaTeU  sine,  P 

05876 
MaTHFOVA.  f, 

059  39 


"ATIaSiI'J,  TK 
C60ir 

"ATSLTA,  t 

rS921» 
I'AUUtP,  » 

05775 

MAY,  WE 

06222* 
fAVNAPI,,  FP  III 

C*13l' 
"AZHINSKAIa.  VP 

c6iaii 

KAZOVFTSKII.  AG 

C6133 

."C«LhAil"<,  JC  JS. 

C5»35 
mCCAKThV,  w 

C5715 
MOCRtAl'V,  VR 

CS69)i 
«CGAl'ITY,  WC 

05706 
l-^OILhATIi,  DC 

mckean,  C^' 

CS572 
MOKFOHME,  JO 

C6C77 
«CKILr0P,  EB 

Oo(J20« 
"CKIHPY,  lie 

CSIllS* 
MOLACHLAN,    VSF 

C56U9* 
MCIOUOHLI*',    IJ 

C<0«3 
►■C^iAMIS,    up 

0629? 
MCPAkTLIN,     JF 

0  5715 
yOSHEBRY,     CK 

05653* 
^'OS^^^;RPY,    up 

05li50» 
MOVICKEH.    Ta 

05556* 
N.EERSSE-AN,  F 

OS***' 
MEISL,  H 

CS76)» 
MELDOLESI,  y 

05706 

helichahova,  M 

051i37* 
•ZELNICK,    JL 

MENDA,  BK 

05971 
."^ENHEI,  C 

C5I1U6* 
HENDEISOHN,    F 

061iif 
^ENSHFHA,    NM 

05952* 
IEPCaCIER,  m 

05881 
MERIKALLIO,  E 

06090 
MKRILLON,  H 

05800 
MERLO,  HB 

CS895 
MERTZ,  DP 

05519 
■lESCHAN,  I 

0566I1 
MESSINUER,  NH 

OS5S5* 
MESTECKY,  J 

05I4I7* 
WEYER,  JH 

C5530* 
MEYERS,  MA 

C58S5 
MFZEY,  S 

C5iiSU» 
I"ICHIFLS,    r 

06139 

"lETTINKN,    Ta 

CS617 
MIGLIORINI,  KH 

05552* 

HIKHAIL'IV,  AN 
05999 


"■•IKOS,     F 

C5S33* 
I'IKULAJOVA,     « 

C5U22 
"ILANO,     AM 

05867 
■FILLER,  J" 

C5889 
MILLF.W,  NE 

C5621* 
FILLER,  RE 

C5862*  C59ii1* 
KINAGDCHI,  C 

CS652* 
HINA'^I,  R 

C55b5* 
flNTCHEV,  k 

0581,2 
NiINTZ,  DH 

05575 
MR  PaLLaRDO,  J 

06221) 
cISaROVa,  Z 

06126 
hISRa,  MK 

06017 
VISRA,  SO 

05965 
1ISRI,  M 

05682 
MISTERKA,  S 

057U7 
"ITaL,  RN 

06081 
WITCHFLL,  AflS 

0579U 
MITROFA'^OFK,  P 

06232 
MITRUKA,  B 

05615 
MITTELSTaELT.  w 

05816 
MITTERMAYEP,  0 

0577a* 
MIWA,  K 

05678 
MIZIN,  VT 

05857 
MIZUMOTO.  R 

06050* 
«CBACKEN,  H 

05501*  05929* 
MOCFTTI,  T 

06186* 
mOFLLER,  R 

05822* 
MOLDOVAN,  N 

06276 
MOILER,  C 

060ie*  06019* 
MOLNAR,  JJ 

05U01* 
M0M9ELLI,  L 

C5706 
»«ONDON,  MJ 

06253 
MONFORT  AL6SLDA,  » 

05832* 
MONTEIRO,  E 

OS8I13 
MOONEY.    RD 

05828* 
MORGAN,  C 

06161* 
KOROAN,  CN 

C599u 
lORIN,  A 

06136 
MORITA,  H 

05652* 
MORON,  K 

OS7u5 
MOROOKA,  T 

05859 
MORRISON,  GR 

C55iiO* 
MORTON,  CB 

05973 
MOSENTHAL.     WI 

060eu 
I'OSS,    AA 

06085 
M0ZE9,    M 

05713 


'-'■ijGE'^H  'l<r,,     PA 

05513 
f'lJAMKI;,     7. 

06C62 
fllKAI,     ' 

05652* 
liJLIANF,    JF 

05553* 
il.'LLFR    ''lELANr,    K 

05792 
iilNOZ    IriANEZ,    ^ 

062211 

►■urashi^-a,  Y 

05678 
i^UKATa,    f 

06220* 
.-"IIRPaY,     ^j 

051*35* 
mUTO,    T 

05801      05933 
MYLLARME^n,    R 

058I1O 
"YRF.N,    J 

0628l» 

NADEAll,     "F 

OS8O3 
NAGANICF    CtUXCH  JIS^IES, 

05869 
^AO,»OKA,    K 

05767* 
NAOASAKT,  K 

05638* 
.1AGASF,T 

058111 
NAHIM,     H 

06116 
NAKAGAWA,  J 

05652* 
NAKANO,  H 

05597 
NAKANO,  3 

05673 
NAKASHI«A,  T 

05569 
NAKAYAS'),  A 

056t5» 
NAKAZAWft,  T 

05825* 
NALIW,     lit 

06273 
NALIVAIKO,  TG 

05856 
NA-IIKI,  M 

05859 
NANI,  C 

06225 
NARtI,  11 

06CS2* 
VASSAW,  I 

05711 
NASZ,  I 

O6CO11 
"lATALE,  0 

05852 
NATHAN,  H 

06215* 
NATORI,  Y 

05573 
VAYAK,  NO 

C«0«2« 
NEBBAl.  J 

0S782 
NELSON,  jr 

06256* 
NFNSKL.  RE 

06210* 
NEPOMUOFNO,  OR 

05966   05970 
NEROMI,  n 

05719 
NETAKHATA,  ZN 

05850 
NfUCAYR,  A 

051i91.* 
NEUhAN,  A 

05637* 
NISrOBITEK,  F 

05671   05676 
NIEMANN,  F 

05766* 
NIN  SA04BEL0,  n 

06196 


NISHI,  M 

oseoh 

NISHIMURA,  A 

0S707 
NISSAN,  S 

06015 
NIXON,  PF 

OSUlil* 
NOBRKGA,  FT 

C6210* 
NORBV,  T£ 

05627* 
NORDGREN,  L 

05S2li« 
NORrLING,    S 

C59S2 
NORELLI,  MT 

06162* 
NOR>'AN,  A 

C6218* 
NORTON,  i^A 

06021* 
NOVAK,  D 

0S776 
NOVIKOVA.  IK 

0S91fl 
NOVIS,  BH 

05532* 
NUOENT,  FW 

0561i3» 
NUZHINA,    VS 

osasii 


O'OPADY 

05966 
OBERNOL 

CS555* 
OEINTSO 

05672 
OEOROFF 

06189* 
OGATA, 

06220* 
OQINO, 

05813 
OHARA, 

05813 
OHXUBO. 

0581II 
OHLENDO 

0S60IJ* 
OKABAYA 

057*7* 
OKUUCHI 

05678 
OlACIRE 

05935 
OLKJNIK 

06183 
OlIVEB, 

06031 
OLSON, 

05513 
OLSSON, 

05901J 
OIURIN, 

06039 
ONIPKO, 

06002 
ONORI, 

05ll78 
ONSTAP, 

05836 
OOMEN. 

C51t03* 
OPBAN, 

05868 
ORDA,    S 

06215* 
OREKHOV 

06115 
ORLOVa, 

05996 
ORMOS, 

06113 
ORUC,  A 

05892 
OSTEEN, 

06065* 
OSTENDO 

05771t* 
OSTROSV 

05670 


,  JF 

05970 
T,  RP 

VA,  EA 

,  OL 

T 

A 

J 

H 
Rf,  S 
SHI,  T 
,  Y 

GUI.  JJ 
.  Z 

TK  JR. 
h 

0 

EO 

VE 
L 

GR 
HAPC 
JC 

ICH.  VN 

SM 
J 

RT 
RF,  P 
SKAIA.  IH 


CSTRQW.  jn 

C621''* 
OTSUSO,  Y 

05707 
OTTFNJA'iN,  R 

05817 
OTTO,  HF 

05922*  05926* 
OVKRTON',  ,T 

0  5))  2  5 

PACE,  JL 

05632 
PAIOE,  DM 

C5928* 
FAILE,  A 

05769* 
PALACIOS,  0 

06132 
PALECKOVA,  M 

05782 
PALLONE,  F 

05600 
PAIHER,  LS 

C5S67 
PA10HEI>'0,  H 

0609C 
PALUBINSKAS,  AJ 

06095 
PANAITES0I1,    G 

06206 
PANNIER,  M 

06003 
PAOLAOGI,  JA 

C51l68* 
FAOLUZI,    P 

05175 

papuzinski,  m 

059U1 
PARASCHAK,  AP 

05855 
PARBHOO,  SP 

06060* 
FARDELA,  M 

C60S8   06237 
PARIS,  F 

05759 
PARK,  S 

05867 
PARTYKA,  T 

06121 
PASSARO,  E  JR. 

C51l97» 
PATHaK.  IC 

05<t76 
PATTERSON,  JF 

06021* 
PATTERSON,  M 

06022* 
PAUHGAKTNER.  G 

05590 
PA'jN,  l 

06176 
PAVAN,  R 

06063* 
PAH.AK,  B 

060U5 

pearlmam,  dm 

06219* 
PECORA.  DV 

05882 
PEGQ,  SP 

05807 
PEIPIR.  HJ 

06109 
PELLERIN,  F 

06272 
PEtLET,  M 

05622* 
PEKBEPTON,  LB 

06209*  06238 
FENHOS,  JO 

05580 
PEOUIQNOT,  H 

06197 
PEHA,  C 

06226 
PERES,  Q 

OSkUli*    051ili5* 
PERISSaT,    J 

06099 
PEPKINS,  WE 

05U82 


PERMEZEl.  I-'C 

051121 
PKRON^EAU,  P 

CS622* 
PKRkEAU,  G 

05*62 
PERPY,  CW 

05766 
PETASMCK,  JP 

05696 
PETERS,  HE  JR. 

059.iS* 
PETERS,  TJ 

051iS3* 
PETFRSOH,    NA 

05572 
PETITE,  JP 

05750 
PETRI,  Q 

05865* 
PFEIFFER.  CJ 

051)97* 
PFIEGER,  B 

C5560 
PHFILS,  MT 

C625I1 
PHILLIPS,  C 

05)196* 
PHILLIPS,  JC 

C6221* 
PHILLIPS,  LL 

06068* 
PIANTINO  LKMOS,  PC 

051126 
PICCININ,    GL 

05lj85 
PICCIOLI,    R 

05686 
PICKUP,  J 

05611 
PIF.RSON,  M 

06117   06120 
PIETSCH,  I 

06103 
PIKIELNY,  3 

C5656* 
PILTSOV,  IM 

C5918 
PINEINQ,  M 

05626* 
PINKERTON,  PH 

051l38* 
PINOTTI,    HV 

06013 
PINTO  CORREIA,  J 

0581i3 
PIPER,    DV.- 

05509* 
PIPER,  RF 

C61C8 
PIRET,  L 

05669 
PIHOLA,  RC 

051)05*  0603U* 
PIRRO,  G 

06097 
PIRSCH,  JO 

05729 
PISANQ,  M 

051)77 
PISTOLESI,  OF 

05687 
PITKANEN,  E 

06168* 
PLASTININA.  RA 

05693 
PLATT,  D 

05569 
PLESTEU,  WG 

06080 
POEDANY,  V 

05910 
POKHLIHQ,  00 

06210* 
POLESKY,  HF 

06170 
POLIAK,  RI 

051)20 
POMELOV,  VS 

06001 
PONKA,  JL 

06251 
PONTES,  JT 

06013 


J1  pS 
5P61 
«3Z 

VT, 

5696 

inns 

6197 

Tsn 

6C52 

TTE). 

5579 

'IS, 

5966 

-FLL 

616C 

-lEfi 

6123 

ATAL 

5I1C6 

aTER 

6196 

AVIA 

621)9 

SVOP 

5939 

Fi 

5'5S2 

ESE^ 

5980 

ICE, 

6C32 

IChA 

6252 

IEPE 

6066 

ICK, 

5691 

OLLA 

565U 

OVT.'i 

i-im 

5P.C9 
CCI, 
5692 
HAKK 
57)1 9 
IR  L 
5676 
L'"AR 
59UO 


,    '-J 

* 

S7-aTP7,SZr'-',      K 


,     JT, 

t ,   ^s 


Z/»    "ACZy.JRKA,     C 
,    r; 


I.    F 
0621)2 


KA 

* 

T,     iH 

S>     JR. 

HE,     hf 

,     CJ    JR. 


,     JC 
« 

ZALE,    L 
C562C 
LO.SXI,    J 


A,     K 

ACAl.lF,     J 
SKA,     E 


MIAADS,     F 

06C76* 
C"AWMJ',     GA 

O559I) 
S  U  A  f'  ,     S  H  'V 

0591)7* 
CUATEb«AIN,    E 

C5621* 
CUIJADO,  .'' 

0626  8 
CUIIL,  H 

C5605* 
ClJIf'BY,  'X 

06033* 
CUItlTESCO,    " 

06192* 

RABES,    H 

05539*  05558* 
tA«IN0»ITZ,  JO 

05960 
i<AEECM,  T 

C5533* 
RAFII,  •^!. 

06112 
RAGHUPaTHY,  F 

C5572 
RATA,  A 

05957* 
PAINEK,  H 

06159 
RAKHIMBKKCVA,  LS 

05571 
KAIACHA'ERA  RAO, 

05960 
RSi-IAOHAr^CfiAN,     K 

06299 
PAhOPI.'lO,    -L 

051)75 
HA'-SFY,    -H 

05986 


RANMIOER.  K 

05696 
R>NSOHE-XUTI,  C 

05921* 
RAPAPORT,  M 

CS93S 
RAPIN,  M 

0«178 
RAPP,  W 

06172 
RAPTIS,  3 

0S41C* 
RaSCHKE,  £ 

06201 
RATHQEN,  oh 

0SS6U 

Ray,  je 

05886 

raZunovioh.  an 

0SU19 
RECK,    M 

OSlill* 
RICTOR,    FC    JR. 

05ltS8 
REDMAN.    HC 

05651* 
RECMOND,  aOB 

059U6« 
REOENT,  D 

05686 
REICHKaNN,  J 

06223* 
REIHER,  M 

06210* 

reitamo,  J 

05982 
RENOLD.  AE 

0S5SU* 
RIPETTO,  T 

05ll56 
BEPOIT,    A 

06006   06136 
RE3NICK,  Dr 

05665 
RESTIVO,  0 

0601!| 
REUTER,  SR 

05651* 
REYMOND,  RD 

05891 
REYSSEQUIER,  JC 

06116 
RR0EE3,  J 

051l36* 
RIBEIRO,    T 

05528* 
RIBET,    A 

05ll06*    05535 
RICHARD,    J 

05662 
RICNTER,  K 

05675 
RICHTFRS,  AR 

05566 
RIDCERVOLE.  NO 

06038 
RIDER,  JA 

05989 
RIEDE,  UN 

OSIlOl*    06152 
RISIANOVIC,    D 

05568 
RITOHIE,  JA 

0Sh76 
RITIER,  U 

05671 
RITZ,  E 

05506* 
RO,  K 

05812 
HOBBERECHT,  P 

05537 
R0BBIN3,  AH 

057111 
R0BBIN3,    R 

05773* 
ROBERTS,  EE 

0561j9* 
ROBERTS,    HJV 

05779 
ROBINSON.  H 
05755 
ROBINSON,  RQ 
05602* 


ROBIKS.    EA 

OSliSli* 
RODAN,    V 

06136 
NODNEY.  K 

05ll73 
ROrRIQUEZ-OLLEROS,  A 

05819* 
ROGE.  J 

05800 
ROQERS,  CH 

C5627* 
ROOEKS,  I? 

062U0 
ROHR,  HP 

OSUOI* 
ROMANOWSKI.  B 

0567)1 
ROMMEL,  K 

05610* 
ROSCH,  D 

06200 
ROSCH,  w 

05817 
ROSE,  PM 

C56o6* 

rosenbaum,  hd 

06C36* 
ROSENSTHaUCH,  IS 

05693 
ROSENSWEIQ,  NS 

05618 
ROTH.  LA 

05U97* 
BOTH.  M 
051101* 
ROUCaVROL,  JC 

0«01i2 
ROUEFY,  J 

05881 
ROUS.  3 

051l21i 
ROVELSTaD,    Ra 

OSSu' 
R0WIN3KI.  J 

05612 
ROWLAND.  HAK 

06291 
ROZE.  0 

05I168*   05!i83      05529* 
ROZMaN,    0 

06153 
RUBALTELLI,  FF 

06231 
RUBIN,  E 

06H9 
RUBIffSTEIN.  HM 

O6II1S* 
RUDAN,  N 

06016 
RUDIQIER,  J 

06156 
RUDK0W3KI,  Z 

06121 
RUDMAN.  D 

05915* 
RUITENHERO.  EJ 

06266 
RUIZ  PE  CHAVEZ.  I 

06286 
RUIZ-HEALY.  r 

0596U 
RUIZ-MORENO,  F 

059611 
RUSSELL.    BH 

05556* 
RUSSELL,  PK 

061611* 
RYBAKOVA,  Nl 
05693 

SABINE.  JR 

05550* 
3A0HATELL0.  CR 

05U91* 
SACHDEVA,  H3 

05878 
SACHS,  a 

OSll09* 
SACKETT,  JF 

O6O8I1 
SADOVE,  MS 

05555* 


SATRE,  m 

061ll)l» 
3AFWAMY,  L 

C6127 
SaI,  S 

C5669 
SAKAI,  T 

05933 

sakellaridis,  ua 

06187* 
SALAM,  A 

05575 
3ALEMBIEH.  Y 

06208* 
SALINGER,  H 

05756 

sumn,   MM 

051*72 
SALMENKIVI.  K 

06090 
SaLMI,  HJ 

05763* 
SAMA.  SK 

C6062*  06167* 

samloff,  im 

CSIi07* 
SAMOKHVALOV,  VI 

05751 
Sampson,  l 

06022* 
SAMUELS,  LU 
05700 

sanan,  dp 

05708 

Sanchez  de  la  ciiesta  y  ce  al 

05832* 

sanostrom.  b 

C5619 

sanwald,  r 

06172 

sapaYa,  ak 

06299 
SAROENTim,  AD 
05719 

Sarin,  mk 

05708 
SaRLES,  h 

05S28* 
SaRVER,  EJ 

05725 

sasaoawa.  t 
051127 

SASAKI.  T 

06086 
SASAKI.  Y 

05637* 
3ATA,  H 

05669 
SATO.  H 

05707 
SATO.  N 

05923* 
SAUEH.  H 

05739 
SaUVEORaIN.  J 

06250 
SaKIOKI.  W 

05612 

sazanova.  as 

06282 

schaff.  z 

06127 
3CHEIDEMANTEL.  RE 

06228 
SCHELLHAMMER.  PF 

05665 
SCHENK.  J 

05921J* 
3CHIER.    JF 

05768* 
SCHILLER.  M 

05733 
SCHJONSBY.  H 

05U53* 
SCHLaEOER.  R 

05656* 
SCHMID.  E 

05671   05676 
SCHMIDT.  M 

06181 
SCHNABEL.  K 

05695 
SCHNaOK.  h 

06159 


SC'-H-ItrK'!.  H 

osijec 

SCHOEn.,  Hti 

06239 
SC'IORLKIflC.     LJ 

''6210* 
SCH'iFItLU,    PJ 

r67_9Z 
SCHONFEI.D,    a 

05560 
SCHRHnKK.    MH 

06012 
SCHULtK.     U 

06029 
SCHiiLLE'',  A 

061211 

scmulte,  he 

06C56 
SCH'.'LTZ,  J 
05710 

scHULii,  sa 

05iiS2*  C5ii«3 
ScHUlTZk.  H 

05995 
■SCHULZ.  Pt 

C5'766*  C57«C 
PCMULZ,  U 

C6199 
SCHUMAii,  BM 

05913* 

ycHii^tK,  ►■ 

05555* 

SCH'IH,   PN 

056I.B*  056511* 
SCHUSTEH,  VI 

C6IJ1C 
SCHUTTE^LH,  Q 

05565 
SChWAMZ,  PS 

06021* 
SCnLLO-lAVlZZ^HI.  0 

061B5* 
SCOKTKCCI.  V 

05692 
SCOTT  H'-'nCE''',  T 

C5li59 
SCCTT,    rp 

05579 
SCOTT.    Hp 

05562 

scpatcherc.  t 

05!;26« 
3KDL0EV,  S 

05739 
SEFFEN.  J 

C615U 
SEILfP.  Mv; 

055I1I* 
SFKIYA.    T 

05<>S9 
SEMBA,    T 

05628* 
SFMFNOV.  VP 

06010 
SENERa  LEOm,  P 

06224 
3EPULVEPA,  B 

06130   C6132 
SERVO,  C 

06166* 
SETKa.  J 

05981 
SEVEL,  n 

06051* 
SEWCZ,  C, 

062ii6 
SEWCZ.    HO 

0621,6 
SHAH.    GT 

05li09« 
SHALLhNHEROER,    PI 

06C26 

shanaZahov,  ks 

05693 


SHANSER,  J 

05712 
SHAPIRO,  R 

05621* 
3HaPOSh>ikoV.  In 

05571 
SHEir-0«,  OF 

n5«6):« 
SHERLOCK,  F 

05911* 


SHERlOCK,  S 
06o6r,»  r.6153« 

SHERMAN,  IF 
0S952* 

OS*??* 
SHIEATj>,  K 

05(S73 
SHINOZUK^,  H 

C615C 
SHInYa,  h 

CS*l|li* 
SHIB«TOKI,  T 

CSS"*! 
SHOKH,  SS 

C5711 
SHOWALlEh,  JP 

SHRAT.O.  E 

cssfs 
siafarikas,  c 

C«0li7 

SICOT,    c 

CSllli 

s:da,  s 

C«2B1 
SIEOFI.HAN,  SS 

CS9CS* 
SILEN,    V 

C5k3li« 

siltzpach,  le 

0SO9* 
SILVA,  YJ 

css^e 

SIMIC,  P 

06297 
SIMOK,  (IT 

051i36» 
SIMO'J,  1' 

05561 
SIMONCV,  VV 

06205 
SIhPSON,  JS 

0S76O 
SINCOM,  R 

C6CII1 
SINOH,  V. 

C6l9li« 
SINOH,  S 

CS87tf 
3I3S0N,  Hr, 

C595»» 
SIURAI.A,  M 

C5617   05763* 
SIVUIA.  A 

06090 
3IZIK0V,  AI 

C5593 
SKERIK,  P 

C5737 
SXILLHAN.  JJ 

051i3li» 
SK01YS2K»>SXI,    J 

057116 
3KREB,    w 

C5630 
SMALL,    Tlh 

C6C6!i« 
SWALL,    RC 

051i8O 
3HITM,    AN 

C5967 
SMITH,    B'' 

CSU3U* 
SMITH,  DH 

C62S3 
SMITH,  EB 

C581i6 
SMITH,    LA 

05836 
SMIIw,    «A 

051il8 
SMITH,    RL 

05583 
SNEOOVaIa,  aa 

CS672 
SCGA,  J 

C5933 
SOIFKR,  FK 

C5758 
SOLERT,  n 

C57S3 


SOLOVKO,  »I 

C5996 
SORRELL,  "F 

05)i61 
SOUCHAWn,  H 

CS529* 
SPACK^AN,  TJ 

06263* 
SPaLLfk,  h 

C5901 
SPaRCHEZ,  t 

05795 

SPEKR,  CS 

C5985 
SPILLNER,  Q 

057711* 
SPIHROLA,  LJ 

05530* 
SPIRO,  HM 

05608* 
SPITZ,  L 

05905 
SPHaNDEH,  J 

06111C 

SPRECHLER,    M 

05950* 
SQUER2ANTI,  P 

C5702 
SRIRaTa^ABAN.  a 

C5937 
SHOUJT,  MN 

C6106 
STaUAAS,  jo 

051i79 
STaHL,  «M 

C5773* 
3TAIB,  V 

0615)1 
STaLi^ANS,  w 

C5577 
STaNTEN,  a 

059U5* 

siarace,  f. 

C562C 
SIARZL,  TF 

C5651i» 
SIaUFFaCHKR,  'W 

C55SI1* 

SIElaER,  7. 

C562)i* 
SIEIOfANN,  F 

06129 
STEIN,  D 

06007 
3TEIN,  N 

C5)i35* 
STEIiN,  n 

05589 
STEINHEBER,  Ft' 

06026 
STEINITZ,  N 

062u5 
STELMASIAK,  M 

osiioj* 

3TEMPIEN,    SJ 

06207 
3TEPANA3,  AV 

05976 
3TEPAN0V,  EA 

C57S2 
STEPENKC,  ASS 

051i72 
STEPHENS,    CA 

05906 
STEPT,  La 

06032* 
STEVENSON,  JK 

06031 
3TI0H,  i» 

06181 
STIFEL,  FB 

0561P 
SIOLLFR,  JL 

05831* 
STONE,    riD 

06038 
STONE,    J 

06096 
SIRADA.  L 

C5U3C 
3TRANDVIK,  B 

0621fl» 
STRAUSZER,  T 

05720*  05811 


STPEDA,  f 

C6191* 
STREITZIG,  P 

05565 
STROHL,  EL 

C62C9* 
STRONG,  R 

06222* 
STRUi^,    v 

CSliUl* 

strzeszynski,  J 

057U6 
STUART,  n 

062m 
STURGEON,  P 

05591 
SUaYa.  m 

C5877 
SUGAR,  L 

06029 
SUOAWaRA,  X 

C5li86* 
SUIFFET,  w 

062a3 
SUKHNaNDaN,  h 

05725 
SUZUKI,  T 

0561i5»   0561i7*   05783 
SUZUKI,    Y 

06277 
SVanVIK,  J 

0562I1* 
SVESHNIKOV,  Al 

05900 
3WFLL,  L 

05592 
SWITaLSKA,  0 

05570 
SZaBO,  l 

06113 

szeoseny,  a 

06119 
SZEME3,  0 

05818* 
3ZEN0HRADSZKY,  J 

05865* 
SZTaBA.  R 

05909 
SZYSZKOWITZ,  R 

05522 

TACLA,  M 

06013 
TAQAROV,  E 

05790 
TAORR,  IL 

05998 
TAKAMURA.  T 

06281 
TAKEDA,  H 

C56k5* 
lAKEMOTO.  T 

05638* 
TAKOV,  R 

05789 
TALBERT,  AA 

0616U* 
TALIS.  P 

0621(5 
TALV^AR,  JR 

06C62* 
TANDON,  BN 

06062*  06167*  06299 
TANINO,  s 

05569 
TANT3IURA,  EM 

05856 
TARAZONA,  V 

05759 
TAPBIAT,  3 

06056 
TAREEVA,  IE 

06059 
TATON.  J 

0S9u2 
TAVERA3,  JF 

05819* 
TaVERNIER,  J 

05690   05698 
TAYLOR,  A 

05575 
TAYLOR,  I 

06100 


TEaGUE,  FB  jr. 

n5»3C« 
TECKLENWERG,  P 

05683 
TEDFSCMI,  LG 

C5972 
TF-I  XATf,  LP 

O6OI13 
TERLIIZ,  C 

05116* 
TER>'BEBG,  JL 

06262* 
TERRIS,  G 

05799 
TERZ,  JJ 

06071* 
THAYER,  "R  JR. 

051)16*  05937 
THIELE,  H 

057711* 
THISTLE,  JL 

06210* 
THOhAS,  CC 

06129 
THOMAS,  FB 

C5576 
THOfPSO'J,  RJ  JW, 

05827* 
THOhPSOM,  WG 

06092 
THO^■P30'•■,  >iM 

05959* 
THOMSON,  Ai; 

0Sk61 
THOR,  J 

05533* 
TICHY,  S 

05736 
TIDPALL.  03 

051ili7* 
TILSON,    ME 

05603* 
TILTON,    RC 

062911 
TIWARI,    KM 

06II1I1* 
TOLOSa,    EHC 

051i26 
TOMA,     H 

05812 
TOMASZEJSKI,  P 

05896 
TnilNAGA,  H 

05573 
TOMELLI,  S 

05762 
TONINI,  M 

051i78 
TOPILSKY,    M 

05639* 
TORRERSEN,  0 

05500* 
TORIZUKA,  K 

0561i7*   05652* 
TORRADO,    RA 

05787 
TORSOLI,  A 

05^75 
TOULOUKIAN.  RJ 

05615   06263* 
TOWERS,  RP 

05655* 
TRABERT,  E 

C6186* 
TRAPET,  P 

06158 
TREMOLIEnES,  J 

05527* 
TRFVINO  GARCIA  MaMZO,  V 

06286 
TRIANTAPHILLOU,  GT 

06166* 
TRITSCH,  OL 

051i91* 
TROIAN,    nf 

0586c 
TROLL,    ') 

05609* 
TRUELOVE,  SC 

05l'.76 
TRUSOV,  W 

05893 

tryapishko,  ae 

06107 


lUCKEY,  f.S 

C5a76 
lUOZEK,  HV 

05539*   0555tt« 
TURNBULL.  RP 

05772* 
TURNBULL,  PB  J". 

0591i1j«    06023* 
TURNEP,    ►ID 

CS«25« 
TURRILl,    FL 

C6070» 
TURUNEN,  MT 

06090 
TUS9UES,  J 

0Sli08» 
TUSZEVSKI,    r 

OS71i5 
TlfRRELL,    TI 

0«021i« 

OCIKOV,  P 

06295 
UIDA.  T 

06278 
OEMATSU,  H 

0S81S 
UOOLOTTI  ADORKI,  l"C 

05U85 
UWALI,  F 

061711 
OKEDA,  N 

CSU97* 
UNAiAMA,  S 

05677 
URBANO,  A 

061S3 
URCA.  I 

05916 
URIVAEVA.  IV 

0Sll31 
OSHIYAMA.    K 

05722* 
USUI,    I 

05669 
UTHAPPA,  NS 

06251 
UZEBj  F 

06011 

VAARANIEMI,  E 

05888 
VACCARI.  A 

0Sll67» 
VAFIN,    AZ 

ossiii 

VAONE,    H 

05ll98» 
VAIILE,    C 

05529* 
VALEHBOIS,  P 

05587 
VALENTE,  U 

05691 
VAN  CEH  HEIDFN,  C 

06260* 
VAN  HEERTEN,  JA 

058li7 
VANDERHEKDEN,    D 

05587 
VANDERMEERS,  A 

05537 
VAHXEMMEL,  M 

0601ie 
VARAY,    A 

06270 
VARCO,  RL 

05871 
VARELA,  NB 

062119 
VARMA,    RF 

06193* 
VAHSHAV3KII,  IV 

05670 
VASCONCELLOS,  D 

06088 
VaSSEUR,  b 

05529* 
VATIER.  J 

06259* 
VAYRE,  P 

05798 
VEQH,  a 

06119 


VEGNEVTB,  A 

05«2C 
VELLIOS,  r 

C5«3!i   06020* 
VEN  UEH  HOPST,  P 

05765* 
VEMIH,  JL 

05661 
VEHGEP.  P 

C60ljli 

verhaeqkn  dect-epco.  ml 

05598 
VEHHaEQEK,  H 

05598 
VIAHONTE,  M  JR. 

05710 
VIDAL  SANS,  J 

05838 
VIEIBA.  LOBD 

OS639* 
VIGY,  M 

06179 
V1L4,  J 

06226 
VILINSKAS,  J 

0629li 
VILLA,  A 

06063* 
VILLaND,  P 

C6105 
VINOHOh,  B 

05761 
VLaIC).  P 

0611il 
VOGEL,  a 

05925* 
VOOT,  W 

05990 
VOLLHATN,  L 

051i32 
VON  MIKULICZ-RaEECKI,  J 

05505* 

vos,  a 

05731 
VULF,  NN 

C6I33 
VUTSKITS,  Z 

C600IJ 

kiADMAN,    SK 

06260* 
WAGNER,  HN  JR. 

05637* 
WAITZOVA,  C 

0Sli37* 
WAJDA,  T 

05896 
WALDRON,  PL 

0605k 
WALLOW.  P 

06232 
WALT.  AJ 

05858 

kanke,  m 
05506* 
wannemaoher.  rw  jp, 

05606* 
WARD,  PCJ 

05872 

WARKEL,  RL 

C6I6I1* 
WARREN,  KW 

06231 
WASUNNA,  AEO 

05502* 
WAUGH,  DE 

05770* 
WAUTERS,  EAK 

06260* 
WAWERNIA,  F 

0SIj71i 
vaY,    LW 

0586)1* 
WAYNE,    E 

05862* 
"EAKLEY,    FL 

059Uli* 
WEAVER.    DK 

05971 
WEAVER.  DR 

06026 
WEBLINO,  DDA 

05l<28 


HA 


WEGFNEW,    K 

C5SC6* 
WEICHEKT,  RF 

C6101 
WEIL'NEH,  KG  JR. 

n5«35 
WEILL,  V. 

05735 

W  K  I  M  ,  J 

O6OHI 
WEINBEKO,  SM 

05831* 
WEINBERGER, 

06118 
WEINBEHGER, 

05733 
WETSE,  J 

06200 
WEJSER,  MM 

05605* 
WEISS,  ER 

05705 
WEISS,  Y 

C6III1 
WELCH,  E 

05870 
WENDENBURG, 

05682 
WENGER,  J 

05915* 
WENSE,  G 

C5805 
WERGH,  J 

05657* 
WEPIN,  WK 

061k3* 
WERNER,  JH 

06106 
WHALEN,  JP 

C5712 
WHEELDON,  R 

0626IJ 
WHBLAN,  Q 

05U51* 
WHITCOMB,  FF 

062311 
WHITE,  JJ 

05883 
WHITE,  LW 

C55li6* 
WHITEOROSS, 

05509* 
WirMER,  AE 

06152 
WIDRIOH,  WO 

0  57111 
WIENDL,  HJ 

05635* 
WIEPBELHAUS, 

051i09* 
WIG,  KL 
06062* 
WILKINSON,  AR 

05510* 
WILKINSON,  GW 

05679 
WILLIAMS,  HS 

06193* 
WILLIAMS.  JA 

05636* 
WILLIAMS,  M 

05507* 
WILLIAMS,  ML 

06106 
WILLIAMSON, 

055911 
WILLICH,  E 

C5757 
WILLING,  RL 

06151 
WILLIS,  AT 

06261* 
WILLITAL,  GH 

O56I12* 
WILLWERTH, 

06020* 
WILSON, 

05758 

WILSON, 

05I196* 

WILSON, 

05725 

WILSON, 

06080 


VD 


DO 


B 


OF 


DE 


RF 


SE 


Mt?ON,  T5 

05(<«-J 
I'TTTS,  C" 

05''71* 
JISrlEK'SKA.  A 

f-59U2 
>ITT!v,  S 

CS683 
^ITZv:L,  L 

CS609* 
wnMI,OE>"ITH,  s 

06223* 
••OI'^Hli,  G 

05718 
'.■ojn'o*icZ,  J 

n60ii5 
'• ')  L  F ,  K 

06033* 
•;iLFF,  .Tu 

uS5ii2« 

'-(aFF,  -I 

0  5611 II* 
.V0LLO>-irn,  4f 

06C5:i 
'-■CO,  3A 

C6C5tt 
V w I a h I .  OB 

C5973 
"Rlr.H'I,  «K 

05603* 
WHIOHI,  S 

05930* 
WYHMSN,  yi 

05U33 

XAVIErt.  RG 
0S651J* 

YA.'AKOTO,  H 

05673 
YAMAShlRO,  M 

06277 
YAN'EV,  PC 

05931 
YAHRViOUGH,  riR  III 

05835 
YAPILIN,  AA 

05599 
VA.i0>^,  W 

06(:9ll 
YAZdWA,  C 

05638* 
YPaP,  fO 

05553* 
YOSmi,  Y 

056SI1* 
Y0SH10K4,  ri 

05923* 
YU,  JY 

05826* 

ZACAflAS,  J 

0616C* 
ZACCHESOTTI,  I 

C5797 
ZAOriTQVSKA,  EM 

06282 
ZALEIVA«,  R 

05755 
ZALFW3KI,  T 

O59I1O      0591a 
ZASTRCW,    n 

06035* 
ZEPPA,    S 

055I19* 
ZIFLINSKI,  K 

C5734 
ZIW'EPl'AN,  HJ 

061I16* 

ZIMt-ER^AN,  IS 

05802 
ZIMMVR.-!AMM.  K 

06239 
ZITO.  e 

05765 
ZSlaMOir,  G 

C581i9 
ZMMr«SKI.    A 

05853 


SUBJECT  INDEX 


NUMBERS    FOLLOWED   BY   AN   ASTERISK    ('0    REFER  TO  ABSTRACTS    IN   THE   TEXT.      OTHER  NUMBERS   REFER  TO   CITATIONS   ONLY. 


AFDO-Krv    AKOhATIFS 

AErc-  K~  riAGf.r.-JIS 

C5661  iS-'12      CS^IC 
ABUC-E'J  I>'  CHTLrFVM 

AFEQi'F,*    "E'"FJ,AS''.=  ,P)->;iS 

C«?67 
ABrn»E>J    PAPACF'iTtSIS 
SEE      APCO'  Ki.    ri/iO'-TSIP 

ABUC'iEN   nAiif)i.ci;y 

SEE      APtOi-Eh    ElAf.'.CSI;. 
ABECFi;    SUkfiTPV 

ASDO^-FN    TPAHIA 

AEl)C"F;-,,,iC'"rF 

ABSCtPSFS 

C5912* 
AESOKSSEi.I  IV^B 

Cfll9      (•«13C 
AESOCPXIOH,  AK'ific    ACIC 
SEE    Also       PPOTEI'''     AHSCtJPTIO-l 

Cl'S^C*    r62i<3« 
ABSOKP'IICM,A~:vo>'TA 

AESnppriUN,CATCl;i'« 

OS'iuti* 
AESCIiPTION.CARPCwyrfiATt 

05931      r)5'»3<      C59ii2 

AFSOtJPTio'i.rnun  fffscts  or 
C^liaS*    C5t;rv»    C5'(63 

ABSOPPTIOM,y;,T 

AESOKPTion.yoiic  AOir 

C5li)jO«  05lill«  CSiiSli* 
ABSORPTION, fiAl A CIOSE 

C5''li3» 
ABSOHPTIOM.GAlLfclArrEB 

C«217« 
ABSOPPTIOS.aiUcOSE 

0.';)i37»    05lili3«    CS;i)ili 
AESObPTIun.iPn-i 

C5I'35*   C5li3»«   r55Sl 
ABSOPPTTON.lflCTCSF 

C5921«    0S923*    C592t' 

aeso»ptio;j,i.abof  intestine 

0!;ii61      c«lfl5«    n<a8«* 
AESOPPTION.LTPir 

0Slil3» 
ABSOi;PTIOM,IIVi.:R 

C5)iSl«    OSl'55      0S1jS9 
ABSOSPTIOH.f  aN'GANKSE 

05J;6U 
ABSOKPTIOrt.NITBOGEK 

0^2f2« 
AESOKPTICN.PaCTHIK 

0S927»  (;S933   CS935 
AESOPPTIOM.SfAl.I-  IKTESHhF 

0-?lil3»  C5I.37*  05(13"*  0'5li39» 

CSlilih*    r-SMiS*    CSltht*    cSk'jT 

oSliSli*    r51i5«      c5li57      o?l,5« 

05619      CS«93      0,5915* 

0593*      CS937      c59li2 
ABSOHPIION.SODHjN 

ABSOWPTIOM.STCfACH 

051i3li*    C51i35»    05ii3*» 

ABSOPPTIOK.VITa"!*" 
05l|61      C51i93» 

AES0PP'riOv,i,ATES 
051i62 

ACETVI.OHUIIKKF 
CS)>70« 

ACHALASIA 

05721*    05729      0S7S7 

ACID    SECkETIOM.hCPxCNaI    ClNTROl 
C5'i9«* 

ACID    SECRETION, STOCAC 

051i3S»   C51|86»   CSii87»    o^liflSHi 
C51i98«    c5'i99*    oSSco*    oSSol* 
05Sn«»    C551C*    C5512      o5513 
0''5l9      05520      05521      o5S23 
05779      c5«l9«    C562C*    05826* 
0S»5li       05060      05«'71      0*259* 

ACir  sYN•rH^^IS.FATTY 

051'23      n5K2)i      c55»2 
ACUTF    ABLOVE-i 

C«2Slj 
ACUTE    APHEvnciTIS 

c;95«* 

ACUTE    HEPATITIS 
C616fl* 


'"•716      05717      C57l« 


C626" 


C'-131       '.«132      061/1?      0621i5      06286 


05|,LS* 
r?771« 

C59aO 


(iS)i«6»   05551'*   06191* 

05937 

C6a61» 


C5ii60      05568 


05937 


05921* 
06o36« 


C5UU0»  05)ilil* 

C5klte«  05lili9* 

05li62  05li<3 

05923*  05927* 

06165*  06290* 


05lili2* 
05liS2* 
0Sli65 
05931 


0Slili3* 
05aS3* 
0S6c3* 
059311 


0  5756 


OF  STOMACH 


05li9)i*  051i95* 

oS5o2*  05S0li* 

05515  O^Sl* 

C5627»  oS7«8» 

0S829»  05832* 


CSli96» 

055o7* 

05517 

05773* 

05831 


0  5)1 97* 

055o8* 

05518 

05777 

05853 


ACUTE  PANCREATITIS 

06050*  06066   06057   06058   06059 
ACUTE  VIEAI  HEPA^ITIf; 

06175 
AOE  tFFECIS  OM  aASTPOIMIESTI'^AL  TRACT 

C6277 
AGE  FACTORS 

05Ij19   057ii«   r5787 
ALCOHOL 

SEE   FATTY  LIVE=J 
ALCOHOL  EFFECTS  OK  ITVFK 

05569   06117   061li9   06155   06159 
ALCOHOL  EFFECTS  "^N  S^«LL  INTESTINE 

05U5lj*  05601* 
ALCOHOL  IN  CIWHi^SIS 

06189# 
ALLERGIES 

SEE   IMKUNOLOTY 
AMEBIASIS 

05971   06007   0611c 

06287   06268 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION 

06260*  0626?» 
AMINO  ACID  METAROilSM 

C5S22 
AMINO  ACID  METABOLISM, tlVER 

OSSllU* 
AMMONIA  ABSORPTIOf 

06186« 
AMMONIA  METABOLISM 

06231 
AMYLASE  SECRFTIOV, PANCREAS 

05526* 
AMYLOIDOSIS 

06009   06069*  06262 
ANEMIA 
SEE   FOLIO  ACID 
SEE   LIVER  DISEASES 
SEE   MALABSORPTION  TREATMENT 
SEE   VITAMIN  P12 
ANEMIA, IRON-DEFICIENCY 

0577l« 
ANESTHETICS  IN  LIVER  INJURIES 

05551*  05555*  C61lia 
ANGIOGRAPHY, BILIARY  TRACT 

05651* 
ANQIOQRAPHY,LARGF  INTESTINI 

05687 
ANGIOORaPHY, LIVER 

06696   06063   06065   06C66 
ANGIOGRAPHY, MESENTERY 
05698 

anqiography.panoreas 

0561jS*  05690   0601i8 
ANGIOORaPHY, SMALL  INTESTINF 

059011 
ANOMALIES, ABDOMEN 

06263*  06269 
ANOMALIES, ANUS 

05977 
ANOMALIES, BILIARY  TRACT 

0621U*  06216«  06216«  06227 
ANOMALIES, CONQENITAL 

05765*  05780   05803 

060li7   06093   06227 
ANOMALIES, DUODENUM 

05682   05903 
ANOMALIES, ESOPHAIUS 

05720*  05723*  0S72ii*  05730 
ANOMALIES, GALLBLADDER 

06227 
ANOMALIES, GASTROINTESTINAL 

06263»  06269 
ANOMALIES, LARGE  INTFSTINf 

OS61i2»  05889   C5973   05977 
ANOMALIES, LIVER 

05726   06082   06093   06227 
ANOMALIES, PANCREAS 

05786   06036   O6CI1I   060li7 
ANOMALIES, SMALL  INTESTINF 

05667   05681,   o5889   o59o3 
ANOMALIES, STOMACH 

05765*  o576««  r;576o 
ANTACIDS 

05507* 
ANTIBIOTICS 

05ll37*    0601li      06119 
ANUS 

051(63      05966      059'6 
ANUS    ANOMALIES 

05977 
APPENDECTOMY 

05999 


0*131      06132      061112      062liS      06286 


06226   C6230   06231 

05807   05816   05667   06005 
06228   06269 


05761 


O60UI1 


05979   06005   060I6 


0591C 
05803   OS8o7   05816   06038 


06256* 


APPENDICITIS 

05998 
APPKNIDICITIS  COMPLICATIONS 

05959* 
APPENDICITIS  riAGMOSIS 

0S««9 
APPENDICITIS  ETIOLOGY 

05958*  C6C0u 
APPENDICITIS  IH    CHILESEN 

05«69   05959*  0«0Cli 
APPENDICITIS  PERFORATION 

05959* 
APPENDICITIS, ACUTE 

05958* 
ARTERIOORaPHV, PANCREAS 

0601i5 
ARTERY  DISEASES, XESENTEBY 

05870   05890 
ASCITES 

04201 
ATRESIA. BILIARY  TRACT 

0«21<*  0«218*  06231 
ATRESIA, ESOPHAGUS 

05730   0S757   C57«l 

ATRESIA, Large  intestine 

056142* 
atresia, SMALL  INTESTINE 

05883   05903 
ATRESIA, STOMACH 

05803   05814 
ATROPHIC  GASTRITIS 

05763* 

BACTERIA 

056o8*  05613   05637*  06256*  06266   06275 
BENIGN  ABDOMEN  NEOPLASMS 

06267 
BENIGN  LARGE  INTESTINE  TUMORS 

05993   06000 
BENIGN  LIVER  TUMORS 

06083   06133 
BIZOARS 

05781   05788 
BICARBONATE  SECRETION 

0Sli98« 
BILE 

0Sli36* 
BILE    ACID    MEIAUOLISM 

056liO*    06218* 
BILE    ACIDS 

05588   05606«  C6257# 
BILE  ANALYSIS 

05588 
BILE  COMPOSITION 
05151*  060611* 
BILE  DUCT  PROSTHESIS, COMMON 

O606I* 
BILE  DUCT, COMMON 

0Sll71*  0621li*  06225   06228   06232   06237   0621i2   062li9 
062Sli 
BILE  PIGMENTS 
SEE   BILIRUBIN 
SEE   CHOLESTASIS 
BILE  PIGMENTS  IN  JAUNDICE, SERUM 

0S51i6* 
BILIARY  CIRRHOSIS 

05650* 
BILIARY  DISEASE  DIAGNOSIS 

05650*  05651* 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
BILIARY  TRACT  ANGIOGRAPHY 

05651* 
BILIARY  TRACT  ANOMALIES 

06211i*  o«216*  06218*  06227   06228   06230   06231 
BILIARY  TRACT  ATRESIA  u   Ju   u  *ji 

06216*  06216*  06231 
BIllAPY  TRACT  CANCER 

0S6SI*  06233   06251   06252 
BILIARY  TRACT  CYSTS 

O62II1*  062ll9 
BILIARY  TRACT  DIAGNOSIS 

OSS68   o566o*  057o7   o6223«  06231i   o62Sh 
BlllARY  TRACT  DISEASES 
06229   06253   062Sli 
BIIIARY  TRACT  EXCRETION 

05559 
BIIIARY  TRACT  IN  CHILD<<E(I 

062111*  06216*  0625C 
BILIARY  TRACT  METABOLISM 

05600 
BILIARY  TRACT  MICROORGANISMS 
062U5 


BILIARY  TRACT  MORPHOLOGY 

05li02* 
BILIARY  TRACT  OBSTRUCTlOn 

06208*  06213*  062211   06232   C6237   06239   062)11   n625c 
BILIARY  TRACT  RAnoIOOY 
SEE  ALSO   BILIARY  DISlASr.  EIaOmosiS 
062U6 
BILIARY  TRACT  SECRETION 

05529* 
BILIARY  TRACT  STRIOT'JRF 

04208*  06226   0623li 
BILIARY  TRACT  SUPGERY 

06061*  062ia*  06225   062lllj   0621i6 
BILIARY  TRACT  ULTRASTB'JCTUFE 

06213* 
BILIARY  TRACT, DISEASES  ASSCCIaTEC  '"ITh 

06223*  06226 
BILIARY  TRACT, DRUG  ErfEOTS  ON 
051i7l*  05559   0557U   05600 
BILIARY  TRACT. DRUG  TREATMENT  OF 

060711* 
BILIARY  TRACT, NERVOUS  CONTROL  OF 

05lt02* 
BILIARY  TRACT, TOXIC  EFFECTS  0« 

06233 
BILIRUBIN 

0551i6*  055li7»  05557*  0SS71i   O6I03   C61C«   061H1   06217» 
BILIRUBIN  MElABOr.ISM.LIVEK 

06103 
BIOCHEMISTRY. LIVFP 

OSI1O3*  05I12I   CS570   06076* 
BIOCHEMISTRY. PANCREAS 

C51i50* 
BIOPSY. ESOPHAGUS 

05633* 
BIOPSY. LIVER 

05711   06223* 
BIOPSY, SMALL  INTESTINE 

05638*  05939 
BIOPSY. STOMACH 

05669   05671   05676   05677   OS7»3   05«17 
BLEEDING 

SEE   ESOPHAGUS  VARICES 
BIEEEINO  EIaQNOSTS 

05635»  05782 
BLEEDINQ  ETIOLOGY 

OS7I18   062711 
BLEEDING  IN  CHILDREN 

06279 
BLEEDING  PEPTIC  "LCFRS 
05773*  05820*  C56li9 
BLEEDING, ESOPHAG'JS 

057116 
BLEEDING,OASTROIMTESTINAL 

06079   06271)   06279 
BLEEDINQ, LARGE  INTESTINE 

05962   05965   05970 
BLEEDING, STOMACH 

0577U*  05762 
BLOOD  CHOLESTEROL 

05661 
BLOOD  DISEASES 

06221* 
BLOOD  GROUPS 

06230 
BONE  DISEASES 

05766*  0579)i 
BUDD-CHIARI  SYNDROME 
06066* 

CAFFEINE 

05508*. 
CALCUIM  ABSORPTION 

OSllUS* 

Cancer  chemother»py 
o59ii9* 

CANCER  CHEMOTHEROFY 

05656* 
CANCER  DIAGNOSIS 

05635*  0561i3»  056I1S*  0S6li7«  05646*  056511*  o5666   r567ii 

05676   05678   05703   0S70U   05706   05722*  05897   0590b 

O6O63*  06085 
CANCER  EPIDEMIOLOGY 

05722*  05755   059li7*  0591i8*  06023*  C6oii9 
CANCER  ETIOLOGY 

05755 
CANCER  IN  CHILDREN 

05905   06199 
CANCER  SURGERY 

059911   06071* 
CANCER  SURVIVAL  RATES 

05769*  059)i7*  059li6*  05950*  06071* 
CANCER  TREATMENT 

057li4   OS951i*  05997 


CANCSO.BIIIASV    HftCT 

0^1^51*    r6233      c^251      o^aSZ 
CANCf  .CJT.f »: 

Ci>6u3» 
CAN'CER.FSOPHAniia 

05li«9*    c5<<5li»    05722*    o?72!i«    057u? 

05755      r5776      05935 
CANCEH.GALlblACrSn 

C6209*   C63iir 
CANCRri.GASTROIMTES'IIKsT, 

CS*ii3» 

CANCfc.LAP&E  TnTSSTINE 

C5''it7*  f59i!^»  r,5SS):*  059S5*  05971 
05991i   05396   05957   0«009   06023 

CANQSP.LIVFi; 

C55S3  oSf'h'^*  c5i55ij*  r;565««  n569# 
C6r.63»  c«0^««  r6c71»  o'n73»  o6c3o 
06086  n6ntt7  C6C97  06102  06112 
C6195 


06CI1I 


05713      057ii«      05750 


05961:      05995      C59P6 


05703 
06081 
06115 


057oli 
C6o»li 
06118 


057o6 
0«C85 
06127 


C6Clit:   0''Cl45   060li9   06259* 


05897   C590U   05905   05910 


C5«7? 
C5776 
058ClJ 

05673 
05778 
05BOS 

0  5«71i 
05789 
C58o« 

05676 
05795 
05809 

05678 
05798 
05611 

0571i2 
05799 
05812 

05  Willi 

C6128   06136 
CA"  CrP.PA^OKF.AS 
C56ij5«  r6o.'?7 
CANCKR,Pl^CTU^- 

C591i6«  05950*  0595ii«  05996 
CANCFD.SNALL  I-JTESTINS 
05865   C5692   05891' 
CANCER, S10^  AOH 
CS65li»  05666 
05''69»  05775 
CS800   05801 
058II1   05815 
CARBOH'iEhATE  ABSOPPTIOr; 

05931   05936   C591|2 
CAREPHVDSaTI  VETaBOLIS!- 

05560   C56C5* 
CARDIOSPa?:' 

SEE   ACHALASIA 
CARDIOVASCl;LA^  S^sifr. 

SEE   POKT/iL  HYPfPTFNSION 
CARPIEP  STATE, SALh-CMf.llCSIS 

06300 
CATHARTICS 

SEE   LAXATIVWS 
CECU> 

C589I4   05973 
CELIAC  AKTFRY 

05698   06271 
CELIAC  CISEASt 

0561j1«  rS922»  05925*  05926»  C5929»  05930*  06260* 
CHEMICAL  TOXINS 
SEE   TOXIC  "FFHCTS  01  FILIARV  TRACT 
TOXIC  KFFECTS  Ol'  RSOPHaOUS 
TOXIC  KFFECTS  OK  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  0^  L4RGE  IivTESTIME 


Pbi998   06001   06012 


TOXIC  EFFECTS 
TOXIC  EFFECTS 


LIVER 

Pancreas 


TOXIC  EFFECTS  ON  SMALL  INTESIIHE 
TOXIC  EFFECTS  CM  STOr-ACH 


SEE 
SEE 
SEE 
SEE 
SEE 
SEE 
SEE 
CHENOTHEKAPK.CA'iCFP 

0591.0* 
0HE^<CTHEHOPY,CA'<CEP 

C5656* 
CHILDREN, APEO"Et«  !*■ 

C6267 
OHILnREN.APPEUCICITIS  IN 

05689   05959*  O6OCI1 
CHILDREN, BILTARV  TRACT  1.1 

0621ll*  06216*  06250 
CHILDREN, BLEEriNo  I r. 

06279 
CHILDREN, CAliOFB  I" 

05905   06199 
CHILDREN, CHOLELITHIASIS  I'J 

06230 
CHILDREN, CIHPHOSIS  IN 

06113   C6199 
CHILDREN, DIA'<PHEA  I'- 
SEE  ALSO   CVLIAC  DISEASE 

C62S6*  c6258*  o62<2*  c628o 
CHILDREN, ESOPHAGUS  IN 

05723*  05731   C575ii   0573* 
CHILDREN, GALLPLADrFP  I* 

C62l9* 
CHILDREN, GASTPOtuTERlTiS  IN 

06261* 
CHILDREN, GjSTBOINTESTII'AL  DISEaSFS  IN 

06278 

OHILDPEN, Jaundice  i" 

06137 
children, LAPaF  INTFSTirE  TV 

C591i6*  05953*  05978   06000 
CHILDREN, LIVFR  DISEASES  I'-' 

C6121 
CHILDREN, LIVKP  IN 

06085   C6o95   061C2   06103 


05739   05752 


OHItDREN.hALABSOOPTION  IN 

05925*  05928*  05936   05939 
CHILDREN, PANCREAS  IN 

O60I1I 
CHILDREN, PARASITIC  DISEAStS  IN 

06095   06296 
CHILDREN, PEPTIC  ULCERS  I" 

05850 
CHILDREN, PERITONITIS  IN 

05689 
CHILDREN, PORTAL  HYPERTENSION  IN 

O6IO5   06109   06117   06126 
CHILDREN, RECTUM  IN 

05968   05996 
CHILDREN, SMALL  INTESTINE  IN 

05631   05680   C5867   0S886   o59o3   OS9o5   o59o7   O59o9 
05919 
CHILDREN, STOMACH  IN 

05810 
CHILDREN, ULCERATIVE  COLITIS  TN 

06022*  06027 
CHILDREN, VIRAL  HEPATITIS  IN 

06162* 
CHOLANGIOGRAPHY 

05650*  06067* 
CHOLECYSTECTOMY 

SEE   OaLLBLADEE"  SURGERY 
CHOLECYSTECTOMY  COMPLICATIONS 

06235   06236 
CHOLECYSTITIS 

06217* 
CHOLECYSTITIS  DIAGNOSIS 

06222* 
CHOLECYSTITIS  ETIOLOGY 

06222* 
CHOLECYSTITIS  PATHOLOGY 

06230 
CHOLECYSTITIS  TRKATKENT 

06255 
CH0LECY3TCKIKIN 

05530*  05533*  05653* 
CHOLELITHIASIS  ,  ,_    ^,,„ 

05900   05902   C60611*  06211*  06217*  06220*  06237   06239 
062li2 
CHOLELITHIASIS  EPIDEMIOLOGY 

06221* 
CHOLELITHIASIS  ETIOLOGY 

06215*  06236 
CHOLELITHIASIS  IN  CHILCHEN 

06230 
CHOLELITHIASIS  TREATMENT 

06208*  06212* 
CHOLELITHIASIS, DISEASES  ASSOCIATED  WITH 

06221* 
CHOLERA 

05863*  06273 
CHOLESTASIS 

0607U* 
CHOLESTEROL 
SEE  ALSO   LIVER  KETABOLISM 

05588   05592   05881   06211*  06220* 
CHOLESTEROL  METABOLISM, LIVER 

0551l6*  05550*  C606l»* 
CHOLESTEROL  SYNTHESIS 

05Sll8* 
CHOLESTEROL, BLOOD 

05881 
CHOLESTYRAMINE 

06071i* 
CHRONIC  HEPATITIS 

O6II1I 
CHRONIC  PANCREATITIS 

0561j6*  06035*  06051*  06c53 
CIRCULATION, ESOPHAGUS 
C5U26   05663 

°^'*0557r°0S622*  05629   056u9*  05697   O5698   06026   06062* 
O606S*  06066*  06075*  06C77   06096   06101   06l87* 

CIRCULATION, Pancreas 

06o'l6 
CIRCULATION, PORTAL 

05622*  06075*  06203 
CIRCULATION, SMALL  INTESTINE 

05mi6*  0Slt70*  056211*  05625*  05628*  05889   0S9o7 
CIRCULATION, ST0M4CH 

051126   OS626*  C5632   05820* 
CIRRHOSIS 
SEE   ASCITES 
SEE   ESOPHAGUS  VARICES 
SEE   LIVER  COMA 
SEE   PORTAL  HYPERTENSION 
CIRRHOSIS  COMPLICATIONS 

06187*  06190*  06197   06199   06202 


C6I06   06160* 


CIRRHOSIS  FPii:e"iPic(;Y 

CIHR^'0SI3  KTIOlOr.Y 

C6192*  C619)i« 
CIRRHOSIS  if'KUMOlCnV 

C6192* 
CIRRHOSIS  IM  CHlirPEN 

C6113   C'^19') 
CIRRHOSIS  PaTHOIOGY 

C«1S9»  r6191»  c«I92* 
CIRRKOSIS  PROPhYIaXIS 

061)11 
CIRRHOSIS  S'lpr,E(.Y 

C(^2C5 
CIRRHOSIS  TPEaTV'KNT 

C(il«5»  C(^19o«  CSJC? 
CIRRHOSIS, AlOOHOI.  I^ 

C«l'i9* 
CIRRHOSIS, EIIIARY 

05650* 
CIRRHOSIS, riSE*SFS  aSSC 

C*193«  06195* 
CIRRHOSIS, rHl'O  TREA^^•E^ 

06202 
CIRRHOSIS, FXPFKir FN TaI 

C611i3»    C6192* 
CCBAIT 

05655 
CCLCWIUS 

06017 
COLITIS 

SEE       PEGIONAl    F^JTERITI 
COLITIS    GOfPLICA'tlCNS.lJ 

0*023*    06C2ll«    C6C26 
COLITIS    liPli;KVlOlOGK,l)L 

06016*  06C19* 
COLITIS  STIOLGQY.nLcEPA 

06007 
COLITIS  IN  CHILEtfN.UlC 

06022*  0«C27 
COLITIS  PATHOL0r,V,UlCEl 

06022*  06025   06C2« 
COLITIS  SUpaEPy,ULCKRAT 

05663*  05975   06022* 
COLITIS  TRKATVENT,ULCK 

06021*  C6025   06f;3c 
COLITIS, EISEaSES  asscci 

06023*  060211* 
COLITI3,ORANULOHATOU3 

SEE   CROHNS  niSE/SE  OE 
COLON 

OSIilS*    0Slil6«    C5)i75 

056611      05«»5      05867 

05961      05963 

05967      05992 
COLON    CAliCFR 

0561i3* 
COLON    DIAQNOSIS 

056u3*    rS6lili* 
COLO",CRCHHS    EISEASE    OF 

05976   05960   06C13 
OOL&STOMY 

C59iili*    05951* 
COMA, HEPATIC 

SEE   LIVER  CO^A 
COMA, LIVER 

C6060*  06077   06066 
OCHMON  RILE  L"CT 

CSIiVl*    062111*    06225 

062511 
COMMON    BILF    C'CT    PROSIH 

06061* 

complicaHon.gastrectc 

05830* 
complication, STOMACH  ? 

05767* 
CONGENITAL  AHOHaLIES 

05765*  0S7ec   05*03 

C6O47   C6C93 
CONSTIPaIION: 

C59«9   05990 
CONTRAST  >iEDIA 

05636*  C5660*  05686 
COPPER  METABOLISM 

06113   CA1«2« 
CCPPeR  METABOLIS^,LTVEl> 

06113   C61911* 
CCRTIcoSlEHriES 

05976 
CROHr'S  riSFASF 

05639*  05912«  05913* 

C5919   05920   05930* 


06193*  C61!j)i*  06206 


C6207 


CIaTED  «ITH 
T  OF 


0596^ 
05953 


S 
LCERATIVE 

0*029 
CE'iATIVE 

TIVE 

ESATIVF 

AIIVE 

IVF 

ATIVE 

ATFr  KITH  'JLCFBaTIVE 

COLON 

C5Ij76      05I177  05ii78 

C59U6*   05953*  05955* 

05967      05969  05971 

06009      06010  06016 


06020* 


06121   06129   06160* 
06226   06232   06237 
ESIS 

y 

fiOlRi 


05612  05613 

05956*  05960 

0596U  05985 
06166* 


06183   06186* 
062)12   062)19 


06227 


05607   C5616   05867 
06228   06269 


q6005   06CI1I1 


05995   O6CO3 

05962   C6C36*  06051i   06067* 


059111*  05915*  05916 
o598o   06013   06c20* 


05917   05916 


CROHNS  DISEASE  OF  COLOU 

05976   05960   C60I3   06020* 
CPYOSURGEHY 

06068* 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, BILIARV  TRACT 

O62II1*  062u9 
CYSTS, tUODENUM 

05682 
CYSTS, LIVER 

06111   06120   06128 

CYSTS, Pancreas 

06032*  06039   060I16   06cii7   060I18 
CYSTS, SMALL  INTESTINE 

05682 
CYTOLOGY, FSOPHAQWS 

05723*  0572)1* 
CYTOLOGY, GASTROINTESTINAL 

05607* 
CYTOLOGY, LIVER 

051i31   05568   C5703   06c76 
CYTOLOGY, SMALL  INTESTINE 

05606*  06290* 
CYTOLOGY, STOMACH 

05506*  05666   05679   05613 

EIAHETE3  MELLITU3 

0Sli86*  05580   059I12   06051* 
riAPHRAGM 
SEE   DIAPHRAGM  HERMA 
SEE   HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

05727   05732   05733   0573)1   05738   CS7)il   05760 
DIARRHEA 

05791   0S9)il   06257*  06260*  06273   06275 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 

06256*  06256*  06262*  06260 
DIARRHEA  TREATMENT 

06262*  0626)1 
DIETARY  DEFICIENCIES 

05561 
DIETARY  DEFICIENCIES  IN  LIVER  INJURIES 

05576 
DIETARY  FACTORS 

05U05*  0S)i22   05527*  055)iO*  055)il*  OS5)i6»  05597   0S<05» 

05606*  056111   05615   OS6I8   05621*  05869   05873   05915* 

O593I1   0591i9*  060311*  06165*  06216*  06261* 
DIETETIC  THERAPY 

06262* 
DIGESTION 
SEE  ALSO   BILE 

OSI165 
DIGESTION, LIPID 

05617 
DI3ACCHARIDA3E  DEFICIENCY 

056)11* 
DISACCHaRIDASES, SMALL  INTESTINE 

056)il* 
DISEASES  ASSOCIATED  WITH  BILIARY  TRACT 

06223*  06226 
DISEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

06221* 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

06193*  06195* 
DISEASES  ASSOCIATED  WITH  GALLBLADDER 

062)i7 
DISEASES  ASSOCIATED  WITH  GASTRECTOMY 

0576U* 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

06161* 
DISEASES  ASSOCIATED  WITH  LIVER 

06079   06166* 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

05927*  05929*  05916* 
DISEASES  ASSOCIATED  WITH  PANCREAS 

O601i3 
DISEASES  ASSOCIATED  with  PEPTIC  ULCERS 

05802 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

06075*  06105 
DISEASES  ASSOCIATED  WITH  REQIONAL  ENTERITIS 

0S91)i* 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

06023*  0602)1* 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

0617U 
DISEASES  IN  CHILDREN, GASTROINTESTINAL 

06276 
DISEASES  IN  CHILPREK, LIVER 

06121 
DISEASES  IN  CHILDREN, PARASITIC 

06095   06296 


I 


DIVERTICUL*. ESOPHAGUS 

OS7U5 
DIVERTICULA, LAROI  INIFSIINe 

0S9«1   05963  CS'^il 
DIVERTICULA, SMaLI  INXESIiNE 

05877 
DIVERTICl^LUK,N!ECKElS 

C51ill«  05910 
DNOMALIES.RECTUK 

0S«Il2» 
DRUG  EFFECTS  ON  ABSORPTION 

0SUU2*  051lU9«  051l63 
DRUG  EFFECTS  ON  EILIAFV  TRACT 
0Sli71*  05559   05S71i   05600 
DRUG  EFFECTS  OM  GASTROINTESTINAL  TRACT 

06261i   06272 
DPUO  EFFECTS  ON  LARGE  INTESTINE 

051i78   059li9»  05970 
DRUG  EFFECTS  OM  LIVER 

05U01*  05Sli3»  OS51i7«  055U««  055SO»  0.';557«  05558*  05576 
05582   055811   05590 
DRUG  EFFECTS  ON  MOTILITY 

051i67»  OSIi69»  05l)7fi   o51|8o   051i86»  05665» 
DRUG  EFFECTS  ON  PANCREAS 

05505«  C5521i«  o553C»  05531*  06031i«  o6o3S*  0«C36» 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

OSli63   oSli8o   056C2*  05623*  oS62li«  o5««6   05873   05915* 
DRUG  EFFECTS  ON  STOHACH 

OSlilO*  051i3u*  051l«7*  051i69«  0Sli86»  051i93*  05503*  05626* 
05808 
DRUG  EFFECTS  ON  STOKACH  SECRETION 

OSIiBS   051i87*  051i88«  05505*  05508*  05510*  05515   05519 
05620*  05832* 
DRUG  INDUCE!  ULCERS 

05503* 
DRUG  METABOLISM, LIVER 

0551i3*  05550*  05551*  05565  05576  05562  o559o 
DRUG  METABOLISM, PANCREAS 

0S52I«* 
DRUG  TREATMENT  OF  BILIaRK  TRACT 

06o71j* 
DRUG  TREATMENT  OF  CIRRHOSIS 

06202 
DRUG  TREATMENT  OF  QALLBLaCEER 

06212* 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

06257*  06273 
DRUG  TREATMENT  OF  LARGE  INTESTINE 

05956*  CS976   05969   05990   05995   06003   0601)i   06C21* 
06030 
DRUG  TREATMENT  OF  LIVEK 

06092   O6I03   0611ili*  06160*  O6I66*  06178   06185* 
DRUG  TREATMENT  OF  PANCREaS 

O60SI1 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

OS820*  05825*  056liS 
DRUG  TREATMENT  OF  SMALL  INTESTINE 

05865*  05913* 
DRUG  TREATMENT  OF  STCMACH 

05777 
DRUG-INDUCED  LIVER  INJURIES 

05655*  061)18   0<15C   0*lSl   C6152   06l53   06l51i   o6l57 
O6IS8 
DUMPING  SXNij ROME, GASTRECTOMY- INDUCED 

05827* 
DUODENUM  ANOMALIES 

05882   05903 
DUODENUM  CKSTS 

05882 
DUODENUM  OBSTRUCTION 

05862* 
DUODENUM  SURGERY 

05635 
DUODENUM  ULCERS 

05635   05636   058I1C   056119   05657   05659 
DYE  STUDY  TECHNIOUES 
SEE   MARKER  STUDIES 
DYSENTERY 

SEE   AMEBIASIS 
DYSPEPSIA 

05777 
DYSPHAGIA, ESOPHAGUS 

05756 

ECHOGRAPHY 

0561i2* 
ELECTROLYTES, SERUM 

06162*    061911* 
EIECTROPHYSIOIOQY 

OSlilli*   05U39*    051i61i 
BKCEPHAI.OPATHY.  HEPATIC 

06o77   06086   06129 
ENDOMETRIOSIS 

05972   06270 


05916   C5919   06960   06013 


051i2li 

0SI16I1 

05538* 

O5?li0* 

05551*   05552* 

05566 

05567 

05577 

05579 

05583      055»li 

05597 

06106 

06115 

C6I37 

06Hl5*   06Hi«* 

06368* 


0S1|68*    0SU69*    051l77      051i82 
06185«    06I66* 


ENDOSCOPY, STOMAO" 

05635*    0576?      C5617 
E^^TERITIS    DIAQNOSIS, REGIONAL 

05911*  05920 
ENTERITIS  TREATi-iFNT,Rtf5I0iUL 

05917   06021* 
ENTERITIS, DISEaSFS  ASSOCIATED  I'lTH  RFGICMaL 

059m* 
ENTERITIS, REGIONAL 

05913*  0591U*  05915*  05916 
ENTEROCOLITIS  EPIEEHIOLOGY 

06020* 
ENTEROCOLITIS  ETIOLOGY 

06008 
ENTEROCOLITIS  TREATMENT 

06olll   06020*  C603I 
ENTEROPATHY, PROTEIN -LOS  I  NO 

05779   05933   05935   06296 
ENZYMES 
SEE   PANCREAS  SECRETION 
SEE   STOMACH  SECRETION 
ENZYMES,GASTR0INT1:STIN»L 

05601»* 
ENZYMES. LIVER 
OSliOl*  05U21 
05561   055611 
05590   05595 
0618U   O6I9I1* 
ENZYMES, LIVER  SEPUil 

SEE   LIVER  DISEASE  DIAGNOSIS 
ENZY"ES, PANCREAS 
SEE  ALSO   PaNCRFAS  DISEASE  DIAGNOSIS 

05525*  05526*  05527*  03528*  05532*  C5537 
ENZYMES, SALIVARY  GLAND 

051117* 
ENZYMES, SCRUM 

05616   05656* 
ENZYMES, SERUM 

05523   061li5*  C615u 
ENZYMES, SMALL  INTESTINE 

05601*  05603*  C560)i*  056o5*  05610*  0561'^ 
058511   05922*  05923*  05937   0593»   C6035* 
ENZYMES, STOMACH 

051l90*  051191*  05511 
ESOPHAQITIS  DIAGNOSIS 

05633* 
FSOPHAGIIIS  TREATMENT 

05751 
ESOPHAQUS 
SEE   ACHALASIA 
SEE   HERNIA 
SEE   HIATUS  HERNIA 
ESOPHAGUS  ANOMALIES 

05720*  05723*  C572U*  05730   05761 
ESOPHAGUS  ATRESIA 

05730   05757   05761 
ESOPHAGUS  BIOPSY 

05633* 
ESOPHAGUS  BLEEDING 

057116 
ESOPHAGUS  CANCER  „  , 

05ll69«  o5651i*  05722*  C572li*  C57U2   C57U3   o571i6 
05755   05776   05935 
ESOPHAGUS  CIRCULATION 

C5li26   05663 
ESOPHAQUS  CYTOLOGY 

05723*  0S72)i* 
ESOPHAQUS  DIAGNOSIS 
05633*  0565b*  056«1 
057118 
ESOPHAGUS  DISEaSF  EPIDEMIOLOGY 

05755 
ESOPHAQUS  DISEASE  ETIOIOOY 

05755 
ESOPHAQUS  DISEASES 

05633*  05663   C5729 
ESOPHAGUS  DIVERTICULA 

057I1S 
ESOPHAQUS  DYSPHAGIA 

0  5756 
ESOPHAGUS  FISTULAS 

05723* 
ESOPHAQUS  IN  CHIT.LRI.N 

05723*  05731   0573* 
ESOPHAGUS  INJURIES 

05735   05736   057U9 
ESOPHAGUS  MANOMETRY 

05I166*  05719 
ESOPHAQUS  MORPHOLOGY 

05li26   05720* 
ESOPHAGUS  ■MOTILITY 

05u66*  051i72   051i73 
ESOPHAGUS  MUCOSA 
05u89* 


060  Hi 


05616   05620 


O5750 


05662   05663   05722*  o5731i   057U5 


057511   05756 


05738   05739   05''5? 


05757   05758 


0S7S2 
CS71i9 
0S7S3 


isophaq"s  obstruction 

057S7 
ESOPHAGUS  CSTRUCTION 

05726 
ESOPHAGUS  PERFORATION 

0S72S   05735   05736 
ESOPHAGUS  PADIOIOGY 

05Ij72      OS71i5 
ESOPHAGUS    PEFl'IX 

05721*  05731   05751 
ESOPHAGUS  SPHINCTER 

0Sli72   05li73 
ESOPHAGUS  SPHIiJITER 

0Sli66« 
ESOPHAGUS  STRICTURF 

0S7S2 
ES0PH4QU3  STRICTURES 

05720* 
ESOPHAGUS  SUPGERV 

0Sli«9*  05721*  057li7 
ESOPHAGUS  TRAUMA 

0S73S   05736   057110 
ESOPHAGUS  TREATMENT 

C5739      0S7lili      C57li6 

ESOPHAGUS  Varices 

05739   C5762 
ESOPHAGUS, FOREIGN  EOEItS  IN 

05737 
ESOPHAGUS, NERVOUS  CONTROL  OF 

0S729 
ESOPHAGUS, TOXIC  EFFECTS  ON 

0S71i0 
ESTROGEN 

0S591i 
ETHIONINE 

05569 
ETHNIC  FACTORS 

05921*  05928*  06189* 
EXCRETION, BILIARY  TRACT 

05559 
EXPERIMENTAL  CIRRHOSIS 

0611i3«  06192* 
EXPERIMENTAL  HEPATITIS 

0611;3»  06156 
EXPERIMENTAL  PANCREATITIS 

O603I1*  06C36*  0605C*  0605I1 
EXPERIMENTAL  STUriES  OF  LIVER 

C606S* 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

05898   06061*  06C68*  06190* 
EXPERIMENTAL  ULCER 

0S768* 
EXPERIMENTAL  ULCERS 

C582S*  05826*  05828*  05829* 

FAMILIAL  DISEASES 

06o9k      O6I6I1*  06267 
EAT  ABSORPTION 

06216* 
E*I3 

DIGESTION 
LIPID  ABSORPTION 
LIVER  LIPID  METABOLISM 
MALABSORPTION 
FATTY  ACID  METABOLISM 

0SS60   0S58S   05609*  05931i 
FATTY  ACID  SYNTHESIS 

CSI123   CSIi21i   OSS82 
FATTY  ACIDS 

O55I12* 
FATTY  LIVER 

06076*  0611i7 
FECES 

056114   05688 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FIBROSIS, LIVER 

06062* 
FISTULAS, ESOPHAGUS 

0S723* 
FISTULAS, GALLBLADDER 

CS971 
FISTULAS, GASTROINTESTINAL 

058611* 

FISTULAS, Large  intestine 

05971   O6OC6 
FISTULAS, SMALL  INTESTINE 

OSe«U*  05876 
FOLIO  ACID 

06299 
FOLIC  ACID  ABSORPTION 

OSliltO*  OSltU*  0S)l51l* 
FOREIGN  BODIES  IN  ESOPHAGUS 

05737 


05737   0571tlj   05719 


SEE 
SEE 

SEE 
SEE 


06292 


O62O0 

05988   06002   06003   06261*  06280 


rOPEIQN  BODIES  IM  STOrrACH 

05781 
FUNGUS  DISEASES 

CS9a3* 

GALACTOSE  ABSORPTIOM 

0ilili3* 
GALLBLADTER 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
GALLBLADDFR  ABSORPTION 

06217* 
GALLBLADDER  ANOilALlFS 
06227 

gallbladcer  cancer 

06209*  O62I1O 
GALLBLADDER  DIAQKOSIS 

05650*  C565?*  05653*  0S66c«  O570«   05710 
GALLBLADDER  DISEASE  EPIDEMIOLOGY 

06209*  06210*  06219* 
GALLBLADDER  DISEASES 

06653*  06211*  06219*  0621i3   0<21i7 
GALLBLADDER  FISTULAS 

05971 
GALLBLADDER  IN  CHILDREN 

06219* 
GALLBLADDER  INJURIES 

06217* 
GALLBLADDER  MORPHOLOGY 

06215*  06220* 
GALLBLADDER  RADIOLOGY 

05660*  05708   C5710   06222* 
GALLBLADDER  SURGERY 

05596   06208*  06209*  06219*  06223*  06235   06238   062al 
GALLBLADDER, DISEASES  ASSOCIATED  VIIH 

062)j7 
GALLBLADDER, DRUG  TREATMENT  OF 

06212* 
GAS 

06222* 
0ASTRECT0"Y 

see  malabsorption 
Gastrectomy  complication 

05830* 

gastrectomy  complioatiohs 

05771*  05792   0579))   05796   05797   05822*  05«?3*  0S82li* 

05831*  0581i1  jDSSIiii 
GASTHECTOMY-IMPUCEE  tUMPING  SY»  DROiit 

05827* 
GASTRECTOMY. DISEASES  ASSOCIATED  WITH 

057611* 
GASTRIN 

05529*  06259* 
GASTRITIS  DIAGNOSIS 

05*71   05783 
GASTRITIS  ETIOLOGY 

05793 
GASTRITIS  PATHOLOGY 

05763*  0578U   05802   05817   05893 
GASTRITIS, ATROPHIC 

05763* 
GASTROENTERITIS  ETIOLOGY 

06261* 
GASTROENTERITIS  IN  CHILDREN 

06261* 
GASTROINTESTINAL  ANOMALIES 

06263*  06269 
GASTROINTESTINAL  BLEEDING 

06079   062711   C6279 
GASTROINTESTINAL  CANCER 

0561i3* 
GASTROINTESTINAL  CYTOLOGY 

05607* 
GASTROINTESTINAL  DEVELOPMENT 

0563C 
GASTROINTESTINAL  DIAGNOSIS 

05627*  OS6lt3*  05660*  05667 

05716   05717   05719 
GASTROINTESTINAL  DISEASE  EPIDEMIOLOGY 

06275   06276   0628), 
GASTROINTESTINAL  DISEASE  ETIOLOGY 

06256* 
GASTROINTESTINAL  DISEASES 

0626c*  06270   06276   06283   06285   C6297 
GASTROINTESTINAL  DISEASES  IN  CHILDREN 

06278 
GASTROINTESTINAL  ENZYMES 

056011* 
GASTROINTESTINAL  FISTULAS 

0586)1* 
GASTROINTESTINAL  MICR0OR0aNIS"a 

05608* 
GASTROINTESTINAL  MICROOPGANIShs 

06256*  06266   06275   06287   06288 


05712   05713   057111   05715 


GAS'ri'OIKTFSII>:Al  ••'0  PFptT  O'^.Y 

C5l!33 

G/lSTPOIN'lf  fiTIi.AL  "OTll  IIV 

CSliVli 

GASTBOirrlfSTirAl  CESlt'-CTICN 

C6?«3* 

GAST>;niNiTF.'=TI>-Al  PFHFrr-ATICN 

ce2V7      r,62''«  r.62Sl       d*295 

GASTKl'IfiESTIKAL  pfysi>anf,Y 

C5)03 
GASTI-OIKIESTINAL    FCLVFS 

GASTJOIVlKSTI'Ur.    tAtinlOuV 
SEF    AlSL       r.ASTKCINTtSlI  ML    DIAONOSIS 
C5<^t»    f56'7      r57]3 
G  A  .ST  KO  !>■  'i  KST  I  lU  1    Sti  c  u  v ,.  Y 

C(6263» 
GAST»riINTEST:NAl    'JRaCTjAGE    eftects    oh 

0«277 
QASIPOIvIKSTI'UI.    TPaCT,E')"G    kffects    on 

C6?6ii      (~«272 
OASTi-OlNlESTT*;*!,    TkACT.rn'-lG    Tl:EAT^■E^^T    OF 

C*?i7»  C6?73 
QASIoniNTE?TIK  a  TPtCt.NK.BVOUS  CONTROL  OF 

C51i71i 
OAS1COINTESTI>UI  TKact, toxic  FFFiCTS  0« 

C5«(;7*  0626u   0«272 
GAST'=ni>jT5.STINAL  TSHaTmENT 

SEE   GASTPOIHTESTINAI  SUBGER'i: 
GaSTDOSCCPV 

SEE       STO^ACli    E^rCSCOFi 
OFNETT'-,    HSLaTIO»^'?KIFS 
SEF    ALSO      FA^'IIIAL    EIPEaSES 
C61i31      r57;f*      CS76C*    c#165» 
GLUCAOOM 

C?579   OSS'!" 
GLUCOSE  AP50«PTIO>' 

05li37»    05!ili3»    C5.'iiili«    05lili5»    05Hi6»    o'^SSli*    0«191» 
GIUCCSF    METABOLISW.IlViP 

06191* 
QIYCOOEN 

C5S3.5   05«S« 
OLiCOGEN  M1!TAB0LISt',LTVER 

C5552*  i"65''2 
GLKCOOEN  STCPAOE  EIStAJE 

061llO 
GLYCOGKH  SVSTHESIS 

CS56  2 
GLVCOGEN.LIVEK 

C553»«  OSSE'i*  0«mc 
GLYCPHOTEINS 

C51'92» 
GRANULUMATCUS  COLITIS 
SEE   CPUHNS  riSEASF  Ot    Cf^LON 

HEALING,  ■iO'iND 

05661* 
HE>iATOf  A 

05751;   05696 
HEMOCHPOi-aTOSIS 

06073* 
HE^^ORPHOIDS 

05962 
HEP4TECT0>1Y 
SEF  ALSO   LIVEK  REGEHtkATION 
05556*  055^7 
HEPATIC  CO"A 

SEE   LIVRB  CCI-A 
HEPATIC  ENCEPHAlCPATH'y 

06o77   C60»ri   06129   06l65*  06166* 
HEPATIC  VEIM  THPOVEOSI-S 

SEE   BUED-CHIAPI  SYNEl-OM*; 
HEPATITIS 
SEE  ALSO   JAI'MEICF 
SEE  ALSO   LIVER  COCA 
06136   f6171 
HEPATITIS  riAfiNOSIS 

05657*  05*59*  06166* 
HEPATITIS  FPlrF''IOICaY,VIRAl 

C6161J*  C6167*  C617C   06175   06179 
HEPATITIi  FTICLOOY 

05659*  c61l.'i   061Sfi 
HEPATITIS  FTICLOOY, VIK/iL 

C6163*  06165* 
HEPaTiTIS  ikhIinOIOgY 

05657*  06161* 
HfPaTiTiS  immunology. VIFaL 

C6i63*  f6l6ii*  o6l65*  o6l«7*  o6l69*  0*172   o6l73   06l7" 
06160   06182 
HEPATITIS  IN  CHIlrREN, VIRAL 

06162* 
HEPATITIS  PATHOLOGY 
06166* 


HFPATITIS  PATHOL'^GY, VIRAL 

06123   0*162*  C617u   06175 
HEPATITIS  PROPHYLAXIS 

06im 
HEPATITIS  PPOPHYIAXIS, VIRAL 

06179   06160 
HEPATITIS  TPEaTMFNT.VIHaL 

06l6o*  06166*  C6176   06163   o61«li 
HEPATITIS, ACUTE 

06168* 
HEPATITIS, ACUTE  VIHAI 

06175 
HEPATITIS, CHRONIC 

06111 
HEPATITIS, DISEASES  ASSOCIATEC  WITH 

06161* 
HEPATITIS, DISEASES  ASSOOIATEP  ^-ITH  VIRAL 

06171J 
HEPATITIS, EXPERIMENTAL 

061U3*  06156 
HEPATITIS, SERUM 

06167*  06169*  C617C   06181   0618li 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 
06176   06161 
HEPATOSPLENOMEGALY 

OSllOlj*  060911 
HERNIA 
SEE  ALSO   DiAPHRAGf  HERNIA 
05678   05879 
HERNIA, DiAPhRAG!' 

05727   05732   05733   05731i   05738   057lil   05760 
HFRMIA, HIATUS  _      ,^., 

05720*  05727   05732   05733   0S731i   05738   057U   05753 
05759   05760 
HIATUS  HERNIA  „,     ,_., 

05720*  05727   05732   05733   0573li   05736   0571H   05753 
05759   05760 
HIRSCHSPPUMGS  DISEASE 

05978   06005   06015 
HISTAMINE  ,      ,„_ 

051188*  0Sli95*  05502*  055011*  05512   05516   05768* 
HODOKIMS  DISEASES 

06001 
HORMONAL  CONTROL  OF  LIVER 

05S75 
HORMONAL  OONTROl  OF  PANCREAS 

05533* 
HORMONAL  CONTROL  OF  S^'ALL  INTESTINE 

051ili3*  05675 
HORMONAL  CONTROL  OF  STOMACH  ACID  SECRETION 

051»96* 
HORMONAL  CONTROL  OF  SIOyACH  SECRETION 

05657 
HORMONE  METABOLISM, LIVTR 

05575   OS591I 
HYPERLIPEMIA 

055U1* 
HYPERTENSION  ETIOLOGY , PORTAL 

06133 
HYPERTENSION  IN  CHILDREN, PORTAL 

06105   06109   06117   06126 
HYPERTENSION  PATHOLOGY, PORTAL 

06075*  O6I98 
HYPERTENSION  SURGERY, PORTAL  „,„^t 

06109   06126   06190*  06196   06201   06203   062oa   06205 
HYPERTENSION  TREATMENT, POHTaL 

06062*  06198 
HYPOCHLORHYDRIA 

05501*  05929* 
HYPOTHERMIA 

OSSUO* 


ICTERUS 

SEE   JAUNDICE 
IIEOOECAL  VaLVE 
05638*  05909 
ILEUS 
SEE  ALSO   LARGE  INTESTINE  OBSTRUCTION 
SEE  ALSO   SMALL  INTESTINE  OBSTREOIION 

OS68I   05665*  05900   05901   0E902   06221; 
ILEUS, MECONIUM 

C6OI13 
IMMUNITY, SCHISTOSOMIASIS 

06289* 


06239 


immunoglobins 

05m7*  05611  06161*  06258* 
IMMUNOGLOBULINS 

05930* 
IMMUNOLOGY 

05528* 
INDUCED  ULCERS, DRUG 

05503* 


t5928»    C5!>iO 


C«9CC 


C-S,'i39«    051.li0«    CilikS*   05)j)l7«    OSliSO*    OSUSl* 
r';i.«3      CSuBo      OSaSB*    C;?*?      05633*    CS935 


C^Tll*    Ci937 


OSBOC*    c'lSr.'?*    CSf22#    05«26«    C5627.    05638»    05«lik«    05S«lj 
Cf71<:      rcij^K 
INSl'ITS 

INTOlFHA'-CF.i'IlK 
C_5°21»  C5923* 
INTRIMSIO  TACTPR 

INTRTV'SIG  FACTOC.STrr'/lCH 

INTUS.SIJ-SCEPTIO-) 

C5«00      C5'*91 
ICM    TKanSPOPI 

05li3li*   Oil.  16 

OSliS«      r,i;i57 
IRON    *y?CHPTION 

C5li35«   C5ii5»»   C5591 
IfON    i'TTaBOLTS'-' 

cS«5S  r6n7i»  r6i«2« 

IRON  l'iiTABriI''»',I.IVlJS 

CSS91     I'in?*  C6C73*  o'^l9a« 
iROM-rtFicn-'iRy  A~^^'I*  ■ 

05771* 
ISCHEMIA 

OS9o7   05992 

JAUNniCE 

C5B3«   C611S  Cf-li'- 

jaundick  etiotcgv 

C*1C«   0613a   06151 

JAii^r-icE  IK  cfiirRhM 
C6137 

JAUNDICE  TFE4TfHNT 

06061*  '6137 
JAUKDICE,OF'?TF0CIIVF 

C5651*    rfa^l*    C6r69*    06123      06233 
JAUNDICE, SKRIJ^'    PIT.F    PltSMghiTS    IN 

OS5I16* 
JEJUNIii- 
3EE       HEaTONAl    FNTEKITIS 


KIDNKY 

c55o6*   c5553«    cS66i 

C6193*    C6?6c* 
KVIASHIORKOJ. 

CS93S      CS9i|6« 


f'';66S      o57(jo      05927*    06032*    o6123 


C';9liO      06261* 


0S979   0*005   06C16 


LACTASE  DEFICIENCV 

C6253 
LACTOSE  ABSORPTIOr 

C5921*  05923,  05929 

laRq"  iniestike 

SEE   CEOU" 
SEE   DIAPPHFA 
SEE   ILtOCECAl  VALVE 
SEE   Ilins 

SEE   IKTUSSUScEFTIO>, 
SEE   SISMOin 
LARGE  IVTESTIN'E  ABSORPTION 

05161   06165*  C6186* 
LAROE  INIESIIME  A''(;iOOfAPHY 

C5667 
LaRGI  I«1eSTINE  ANOVAIIES 

056li2*    0581*9      C5973      05977 
LARGE    INTESTIV?    ATRESIA 
CS61t2* 

Large  intestine  plefdi^g 

05962   05965   CS97C 

Large  intestikf  cancer 

0S9u7»  o59),8,  oS95li*  o'595S*  0S973  05981,   oS985   0S966 
0S99I1   05996   05997   o6co9   06o23* 
LARGE  INTESTIWF  DIAGNOSIS 

C56u2*  056ljlj»  o5681i   o568S 
C59bl   05982   05991   06002 

Large  intestine  diseases 

0591i6»  05952*  05956*  0  =  966 
OS98o   05981   05992   o5999 

Large  iftesti^e  diverticuta 

05961   05963   C5967 

Large  intestine  fistulas 

05971   C60C6 
LARGE  INTESTINE  jn  CHILDREN 
OS946*  05953*  05978   06c00 

Large  intkstinf  injuries 

05960      0596.1 
LARGE    INTESTINE    f'ETABOLIS" 
05613 

Large  intestine  MicRonRGAf isms 

05613      CS6II1      cS9ij3»    o';971 
Large  iniujtikf  ^■nRFHODc^y 

C5;il5*    0511I6*    C6ii28 

Large  intestini;  motility 

OS)'75      0S:i76      0S)i77      05li78 
C5967      05988 


05686      05961      05969      05979 


05969 
06001 


05972 
O6002 


0S97U 
06008 


05975 


06007 


05I181      051jB3      05688      05957* 


lAROE  intestine  obstruction 

058911   05983 
LAROE  INTESTINE  POLYPS 

05953*  05987   06000 
LARGE  INTESTINE  RADIOLOGY 

05685   05999 

Large  intestine  "egeneration 

05612 
LARGE  INTKSTI'JE  surgery 

059U11*  0591i=*  05950*  05951 

05991   05991,   C60IO   06CII 
lAROE  INTESTINE  TRAUKA 

05960   05961,   05965 
LARGE  INTESTINE  TRFaTHENT 

05952*  05956*  05983   05991 
LARGE  INTESTINE  TUMORS, BENIqn 

05993   06000 
LARGE  INTESTINE  ''LTP ASTRUCTUPE 

051ll6*  05li81   05956* 
LARGE  INTESTINE  voLVnms 

06012 
LARGE  INTESTINE, DRUG  EErECTS  ON 

05li78   05919*  05970 
LARGE  INTESTINE, DRUG  TREATkjht  OF 

05956*  05976   C5989   05990   0=995 

06030 
LAROE  INTESTINE, NfcpVOUS  CONTROL  OF 

05685 

Large  intestine, toxic  effects  on 

0591i9*  05970   05990 
LAXATIVES 

05990   05995   O6OO3 
LEAD 

05130 
LIPASE  SECRETION, PANCREAS 

05527*  05537 
LIPID  ABSORPTION 

051113* 
LIPID  DIGESTION 

05617 
LIPID  METABOLISM 

05580   05585   C6O6I,* 
LIPID  METaBOLISK, LIVER 

05Sl4l*  06195* 
LIVER 
SEE   AMEBIASIS 
SEE   PILE 
SEE   CHOLESTASIS 
SEE   FOLIC  ACID 
SEE   GLYCOGEN  STORAGE  DISEASE 
SEE   HEPATITIS 
SEE   SCHISTOSOI-IASIS 
SEE   SULFOBROfOPHTHALEIN 
LIVER  ABSCESSES 

06119   06130   C6131 
LIVER  ABSORPTION 

051i51*  051iS5  C51i59   0SU60 
LIVER  AMINO  ACID  METABOLISM 

05511U* 
LIVER  ANGIOGRAPHY 

05696   06083   06085   C6066 
LIVER  ANOMALIES 

05726   06082   06093   06227 
LIVER  BILIRUBIN  METABOLISM 

O6I03 
LIVER  BIOCHEMISTRY 

051103*  05k21   05570   06076* 
LIVER  BIOPSY 

05711   06223* 
LIVER  CANCER 

05593   056U8,  0565U*  0S656»  o5696 
06063*  06066*  06071*  o6o73*  06080 
0608«   06087   06097   06102   06112 
06128   06I38   06199 
LIVER  CHOLESTEROL  METABOLISM 

05Sli6*  05550*  0606U* 
LIVER  CIRCULATION 

05576   05622*  05629   05«li9*  05697 
06065*  06066*  06075*  06C77   06096 
LIVER  COMA 

06060*  06077   O6088 
LIVER  COPPER  METABOLISM 

O6II3   061911* 
LIVER  CYSTS 

06111   06120   06128 
LIVER  CYTOLOGY 

051i31   05568   05703   06C78 
LIVER  DEVELOPMENT 

0511I8   055611   05566   05567   O6I37 
LIVER  DIAGNOSIS 

05557*  OS6I18*  056li9*  05652*  05651,* 
05696   05697   05698   05699   057C1 
05705   05706   CS7C9   05711   06063* 


0596c   05965   05967   05975 


05997 


06003   O6OII1   06021* 


06132   061Ji2   C62I1S   06286 
05568 


05703  o57oU  O57o6 
06081  06C8I,  0608S 
06115   06118   06127 


05698   06026   06062* 
06101   06187* 


06121   06129   06160*  06183   06186* 


05655*  05656*  05658* 
05702   05703   OS7oa 
06070*  O6O83   061111 


r 


LIVER  DISEASE  COfTHC aTIOVS 

0«111 
IIVER  DISEASE  CIAOMOSIS 
SEE  ALSO   LIVFP  FUNCTION  TESTS 

05553*  05«17«  c561i8»  o5652«  0S«S8 

C6162*  C61fl2   C«20C 
LIVER  CISEASE  ETIOLOGY 

04200 
LIVER  DISEASE  PATHOIOGi 

0<0«7«  C6122   06131   0«135 
LIVER  DISEASlf  PFCPHYLAXI3 

LIVER  DISEASE  TPEATMNT 

C«060«  0<0«8   06C92   0*120 
LIVER  DISEASES 

0S«97   060<5«  C6C6T   0*078 
0«10li   0*1C7   06llC   0*1111 
0*135   0*139   0*lli5*  0«195»  0«223»  0*292 
LIVER  DISEASES  IH  CHILDRE^ 

0*121 
LIVER  DRIJO  METABOLISM 

0SSit3«  o555o«  o5S51«  o5S«5 
LIVER  ENZXMES 

CS)i21i 
0S5*« 
CS597 


0*0«7»  0*070*  C6H1 


06121 


06079 
0*11* 


0*090 
0*125 


0*0911 
0*128 


0*098 
0*13li 


0S57«   05582   05S9C 


05h*li 
055*7 
0*108 


0553»«  O55li0» 
05577   05579 


0*115   0*137 


05598   o5«52*  05«S5»  05«99   0*13* 


0*10*   0*1*0* 


0*098 
0*150 


0*099 
0*152 


OSUOl*  0SU21 

0SS*1   055<lj 

05590  05595 

0*1811   0*19'i* 
LIVER  FIBROSIS 

0*0*2* 
LIVER  FUNCTION  TEST 

055liO* 
LIVER  FUNCTION  TESTS 

C51i51»  05557*  05587 

0*1U**  0*180   0*191* 
LIVER  GLUCOSE  METABOLISM 

0*191* 
LIVER  OLKCOQEN 

05536*  055Su*  0*lliC 
LIVER  OLiOOGEN  METABOLISM 

05552*  055*2 
LIVER  HISTOLOGY 

051i03*  0*078 
LIVER  HORMONE  METABOLISM 

05575  0SS9li 
LIVER  IMMUNOLOGY 

05S99  05*39*  05*57*  05*59*  0*132 
LIVER  IN  CHILDREN 

0*o8S   0*095   0*102   0*103 
LIVER  INJURIES 

05539*  05570  0«C*C*  0*091 

0*lk3*  0*lltli»  0*lli**  0*lli9 
LIVER  INJURIES, ANESTHETICS  IN 

C5SS1*  05555*  0*llt8 
LIVER  INJURIES. DIETARY  DEFICIENCIES  IN 

0SS78 
LIVER  INJURIES. DRUG-INDUCED 

0S«5S*  0*lll8   C*1S0   0*151 

0*158 

livep  iron  metabolism 

05591   0*072*  0<C73*  0«191i« 
LIVER  LIPID  METABOLISM 

OSSlil*  0*195* 
LIVER  METABOLISM 

05538*  oSSlia*  0551i5*  o55S3*  05555*  05558* 

055*8  055*9  0557C  05577  05578  055«0 

05586  05592  0559* 
LIVER  MIOROOROANISMS 

0*130   0*131   0*132 
LIVER  MORPHOLOGY 

C51i02*  05li03*  0*07**  0*102 
LIVER  NECROSIS 

0*070*  0*125   0*157 
LIVER  NUCLEIC  ACID  METABOLISM 

0514*0   0551i9*  05571   o5S73 
LIVER  PERFUSION 

05Slt5*  0*090   0*119   0*183 
LIVER  PROTEIN  METABOLISM 

051il9  05U55  o55aii*  o5SS6*  05572 
liver  protein  synthesis 

ossuu* 

LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

0S*5**  05701   05702   0570U   05705 

0*11*  0*121i 
LIVeR  REGENERATION 

05539*  0551i5*  o551i9*  o5S5«*  o555«*  05S*1 

05587  05593 

LIVeR  RETICULOENDOTHELIAL  SYSTEM 

051i01i* 
LIVER  RUPTURE 

0*10* 
LIVER  SERUM  ENZYMES 
SEE   LIVER  DISEASE  DIAGNOSIS 


05551* 

05583 

061li5* 


05552* 
055811 

o*ia** 


0'*1*1*   0*1*3*   0*162 


0*100      0*101 


0*152      0*153      0*15U      0*157 


055*0 
05582 


055*5 
0558? 


0*159   06181 


0*28* 


0*131 


05581   0*097   0*15* 


05573  05569 


05709 


06067 
05563 


05571 


0*066*  0*071*  0*072*  0''O97 
0A13»   0*156 


0*C70»  06C91   0*099   0610': 
0*091   06C9C 


051i23 
0*127 


0*159 


LIVEP  SUPQEWY 

05556*  05587   C5*30 

06099   06100   0611B 
LIVER  TRAUMA 

05570   05*29 
LIVEP  TREATMENT 

060*5*  0*090 
IIVER  TUMORS, BENTGN 

06083   06133 
LIVER  ULTRASTRUCTUhE 

05U01*    05U01i»    05kl9      051i21 

05li59      05555*   055«5      03571 

061*3*  06169* 
LIVER, ALCOHOL  EFFECTS  OM 

05589   06H7   C61li9   06155 
LIVER. DISEASES  ASSOCIATtD  WITH 

06o79   0*186* 
LIVER, DRUG  EFFECTS  OK 

05u01*  05Sli3*  OS5l'7*  o551t8»  o^ii>0' 

05582   055811   C559C 
LIVER, DRUG  TREATMENT  OF 

0*092   06103   061lili*  06l6r»  0*166- 
LIVER, EXPERIMENTAL  STUDIES  OF 

0*0*5* 
LIVEH, FATTY 

0*076*  061li7   06200 
LIVER, HORMONAL  CONTROL  OF 

05575 
LIVER, NERVOUS  C01TB0L  OF 

0511O2* 
LIVER, TOXIC  EFFECTS  Oh 

05538*  05555*  05558*  05*55*  06HC 

06m7   0<lli8   0611i9   0*150   0*151 
06155   0*157   06158 

MALABSORPTION 

05915*   05927*   05931      05933      o5931i 
0591iO      0591il      C59li2      06260* 

maLAPSORPTION  COMPLICATIONS 

05929* 
MALABSORPTION  DIAG'>inSIS 

05930*  05939 
MALABSORPTION  EPIIEMIOIOGY 

05921* 
MALABSORPTION  ETIOLOGY 

051ili7*  06290* 
MALABSORPTION  IN  CHILDPt" 

05925*  05928*  05938   05939   06CI1U 
MALABSORPTION  PATHOLOGY 

05932   0591i9* 
MALABSORPTION  PATHOPHYSIOLOfiY 

OS92li* 
MALABSORPTION  TREATMENT 

05863*  05938 
MALABSORPTION, DISEASES  ASSOCIATED  l«ITH 

05927*  05929*  05916* 
MALLORY-WEISS  SYNDROME 

0S77U* 
MALNUTRITION 

05U29   05938 
MANGANESE  ABSORPTION 

05l461i 
MANOMETRY, ESOPHAGUS 

05U66*  05719 
MARASMUS 

057*4*  05938   0*2*2* 
MARKER  STUDIES 

051l51*   051lS3*   0558* 
MECKELS    rIVERTIC'lLUM 

OSUll*  05910 
MECONIUM  ILEUS 

0*0U3 
MEDIA, CONTRAST 

05*3**  05**0*  05*86   o5982 
MEGACOLON 

059lia*  05957*  0597U   o6978 
MEGAESOPHAGUS 

05684 
MEMTRIERS  DISEASF 

05779 
MESENTERY  ANGIOGRAPHY 

05*98 
MESENTERY  ARTEPY  DISEASES 

05870   05690 
«ESENTEfiY  DIAGNOSIS 

OS686   05667 
MESENTERY  NEOPLASMS 

05929* 
MESENTERY  RADIOLOGY 

05686 
METABOLISM, AMINO  ACID 

05522 
METABOLISM, AMMONIA 

0*231 


C5I12I1 
C*lllO 


05li29 
0*150 


05t55 
n*152 


C5557*  05558*  0557* 


0*178   0*185* 


C61)i3*    061lili« 
C6152      0*153 


C«lli«* 
C*151i 


05935   o593«   05937 


05«1|7*  0*121) 


0*036*  o*05L 
05991   0*005 


0*0*7* 
0*015 


MHiiBOllSw.BILE    JiCIE 

0S64O»  0«218» 
METABOLISM. CARBOHYDRATE 

05560   OS«OS« 
METABOLIS^. COPPER 

0«113   0«162« 
METABOLISM. FaTTY  aCII 

05560   05585   OS609»  05931i   06292 
METABOLISM. IRON 

0SeS5   C6C73«  06162* 
METABOLISM. LIPii; 

05580   05585   060«li« 
METABOLISM, NUCLEIC  ACIi. 

06290* 
METABOLISM. PROTFIN 

055«9   05597   C5«c6« 

MICPOOHOAN ISM A. a ASTRO  INTESTINAL 

05608* 
MICROORaANTSMfl 
SEE   AMEBIASIS 
SEE   CHOLFRA 
MICROOROANISMS.BILIARV  TRACT 

0621(5 
MICROORGAN ISMS. CaSTRO INTESTINAL 

06256*  C6266   06275   06287   06288 
MI0R0ORa;(N-ISMS,LARnt?  INTESTINE 

05613   C5611i   059K3*  05971   06007 
MICROOROANISMS.LIVER 

06130   06131   06132   06286 
MICROOROANISMS. SMALL  INTESTINE 
05608*  C5631   C5637*  0561iO* 
MICROOROaN ISMS. STOMACH 

05793 
MILK  INTOLERANCE 

05921*  05923*  05928*  059liO 
MOTILITY  PRESSURE  3TUEIES 
SEE   ESOPHAGUS  MOTILITY 
SEE   GASTROINTESTINAL  MOTILITY 
SEE   LAROE  INTESTINE  MOTILITY 
SEE   SMALL  INTESTINE  MOTILITY 
SEE   STOMACH  MOTILITY 
MOTILITY, DFUQ  EEFECTS  ON 

05li67*  05li69*  05li78   o5U8o 
MOTILITY, ESOPHAGUS 

051j66*  oS1i72   c5ii73   c5757 
MOTILITY, GASTROINTESTINAL 

05ll7li 
MOTILITY, LARGE  INTESTINE 

051i7S   05)i76   oS1i77   o5li78 
05967   05968 
MOTILITY, NERVOUS  CONTROL  OF 

0Sli69*  051)7)1   0Sli79   o51j86< 
MOTILITY. SMALL  INTESTINE 

05lil2*  05lilli*  05ll7c*  OSI180 
MOTILITY, STOMACH 

05)i67*  o51i«8*  C5)i69*  05li73 
MOCOPOLYSaCCHARIDES 

06lJi0 
MUCOSA, ESOPHAOUS 

051i89* 
MUCOSA. SMALL  INTESTINE 

u,,oS!''^®^  0Sli38*  OSl.112*  0Sli52*  051i53*  05619 
MUCOSA, STOMACH 

OSI107*  05lj09*  05lilC»  05li27 
055X9   05632   05679   C5700 
MUCOVISCIDOSIS 

05925*  06Cli3 
MUCUS 

05768* 
MUSCLF  PHYSIOLOGY, SMOOTH 

OSlill*   0SU2*    05IjHi*    05lil5*    051i68*    05t69 

NECROSIS, LIVEP 

06o7o*  06125   06lS7 
NECROSIS, PANCREAS 

OSliOS*  06033* 
NECROSIS, SMALL  INTESTINE 

05922* 
MIOROSIS, STOMACH 

05785 
NEOPLASMS, BENIGN  ABDOMfcN 

06267 
NEOPLASMS, MESENTERY 

05929* 

NERVOUS  CONTROL  OF  BILIARY  TRACT 

05li02* 
NERVOUS  CONTROL  OF  ESOPHAGUS 

05729 
NERVOUS  CONTROL  OF  GASTROINTESTINAL  TBaCT 

051i7li 
NERVOUS  CONTROL  OF  LaROE  INTESTINE 

0568S 
NERVOUS  CONTROL  OF  LIVER 

0Sli02* 


05li86*    05865* 
05758 

05I181      05I183      0S688      05957* 


05U82 
051i79 


05628* 
05)ifl6*    05767* 


OS620      05623* 

051*314*   05)i36*    051i93*    O550«* 
05763*    05833*   05856 


05118I 


NERVOUS  CONTROL  OF  MOTILITY 

05«69*  0Sli71i   05li79   Oi,l,8«* 
NERVOUS  CONTROL  OF  FAHC(.EAS 

05531* 
NERVOUS  CONTROL  OF  SMALL  INTESTIKF 

05U12*  05iilli*  05602*  05623*  o'^62li* 
NERVOUS  CONTROL  OF  STOMACH 

05I120   051i79 
NERVOUS  CONTROL  ''F  STOMACH  SF,C^fTIO^ 

05lj96*  05493*  C5),97»  05502*  05«2H« 
NITROGEN  ABSORPTION 

06262* 
NUCLEIC  ACID  METa80LI3>< 

06290* 
NUCLEIC  ACID  METABOLISM, LIVEP 

05160   o55li9«  05571   oS573   o';58l   r6097  o'^l'^'' 


NUTRITION 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

051129 


KWASHIORKOR 
MALABSOkPTIOh 
OBESITY 
05)i5)i*  05578   05615 


0593H 


06237   06239   0621iH   06250 


OBESITY 

06076* 
OBSTHUCTIOM. BILIARY  T|*ACT 

06208*  06213*  C62?li   06232 
OBSTRUCTION. DUOC FN UM 

05862* 

OBSTRUCTION, ESOPHAOUS 

05757 
OBSTRUCTION, GASTROINTESTINAL 

06263* 
OBSIRUOTION. LARGE  INTtSTl (E 

OS89U   05983 
OBSTRUCTION, SMALL  INTESTINE 

0S680   05681   05766*  05862*  05865*  05871,   n5«78 

05891   05900   05901   05902   C59C6   C5919 
OBSTRUCTION. STOMACH 

05786   05788 
OBSTRUCTIVE  JA"NrlCE 

05651*  06061*  06C69*  06123   06233 
OrCI, SPHINCTER  OF 

C5)i7l*  0621(6 
OMENTUM 

05713 
OSTRUCTION, ESOPHAGUS 

05726 
OXYGEN 

06178 

Pancreas  amylase  secretio., 

05526* 
PANCREAS  ANGI0GH4PHY 

056U5*  05690   060118 
PANCREAS  ANOMALIES 

05786   06038   060I1I   06cii7 

Pancreas  arteriography 

0601(5 
PANCREAS  BIOCHEMISTRY 

O5U50* 
PANCREAS  CANCER 

0561(5*  06037   C6o)(0 
PANCREAS  CIRCULATION 

O60I18 
PANCREAS  CYSTS 

06032*  06039   C60I16   06C1(7   0601(8 
PANCREAS  niAQNOSIS 

0561(5*  0561(6*  05658*  C5690 


05879 


06ci(5   0601(9   C6259* 


05691 
05707   06032*  06035*  06036* 


05692 
0601(2 


05693 

06015 


05695 
06052 
PANCREAS  DISEASES 

06033*  06036*  0601(2  OtQkh 

Pancreas  druo  metabolism 

0S521i* 
PANCREAS  ENZYHES 
SEE  ALSO   PANCPFAS  DISEASE  LIAONOSIS 

05525*  05526*  05527*  05528*  05532*  05537  oSohb 
PANCREAS  FUNCTION  TESTS 

05536 
PANCREAS  IN  CHILDREN 

0601(1 
PANCREAS  INJURIES 

O6O3I1* 
PANCREAS  LIPASE  SECRETION 

05527*  05537 
PANCREAS  METABOLISM 

C553S   05536   05596 
PANCREAS  MORPHOLOGY 

051(22 

Pancreas  necrosis 

051(05*  06033* 
PANCREAS  PERFUSION 
05525* 


056911 
C601(6 


=529*   C55JO*   0?511«   05532*   05533* 


SEE    Also       Pa>'CHE*S    IISEaSF    CIAOKCSIS 

C5<^91      f5693      C5<5)i      o';695      06037 
PA-^CSEaS    f i^CI^V'TICN' 

C.'=liSO*    C5n«5      0550?* 

C«035*    C62';9* 
PANCPIvAS    S'l^inKfi 

cs^ir*  r<^c52*  c^Ci? 

PANCi'X.aS    TShJTWiJT 

0«Cu6 
PANCBFA?    TPiPSI-;    IMHIBITIRK 

t553!i* 
PANCREAS    TI.XPSTiI    SfCCFlIOV 

0  55311* 
PA«C»FAS    IJTCFBS 

0595"* 
PanCI^FaS    UlTi^ASTFtJcT'iPI- 

c5!iC5*   rS.'iSa      05525*   0*oSo* 
PANC''F,;,S,niS£ASES   aSSCCIaTFT   with 

C«Cii3 
PANCBKAS.rr-Ur,    EFFECTS    ON 

C55(j5*   C552!i*   05S3C*   05531*   o603''-*   0«035*   06036* 
PANCf.AS.EHJ"    TREAT-F'jT    UF 

C60  5'i 
PA^iC^FAS.HrP'  OVAl    CC'tTi'OL    OF 

05533* 
PA^'CVF.AS.rRWi'CHS    CCKT).CL    C  f 

05531* 
PANO'''Fa''.T' lie    EFFECTS    OU 

C603l)*    C6f)ij9 
PANCi'FATtCTnvV 

05552*    ')5Hn» 
PAMCPFATITTS    CC-PLICaTICK'S 

C'^032*    Cio^l*    C*i"55 

Panci-'faTitis  riA'i"'iosi? 

056i6*  r565<<«  06056 
PANC''FaTITI5  kticlook 

060S5 

panc»fatitis  patholcok 

06r5C*  C6C55 
PANCKFATITTP  PBCFHYIA''13 

COSl: 

panc»fatitis  sufgkkv 

06Cib7 
PANCPFmTITIS    T  h  F  <  T- !•:  N'T 

06052* 
PANC"FATITIS,AC'-'Tt 

C«050*  C.605'(   06057   (-6053   06059 
PANCP6ATJ.TIS,CHP0»'IC 

C56u6*  C6035*  C6r51*  0^^053 
PANeBF,ATITIS,FVPEBI^'tNTAI. 

c6o31i«  rf,c3^*   06r5c*  c6o5i 
PANTAOASTIill. 

05llO6« 
PARACFNThiSIS,  AB^C^'K'' 

SEE   APuOI'E'i  EIACUCSIS 
PaRaSITE3  ANE  PAKASIIIC  DISEASES 
SEE   AMEBIASIS 
SEE   SCHISTOSCIaSIS 
PARASITIC 

C62!t7 
PARASITIC  nSEaSE  1IA^^'CSIS 

0629li 
PARASITIC  EISFaSE  EFIElNIOLCaV 

060*9   06293 
PARASITIC  riSFASF  FaTVOIOQY 

06OS5   06139   06269*  C6290*  06291   06292   06293   0629lj 
C6295   06296   06297   06298   06299 
PARASITIC  riSEAStS 
06232   062Ij8 

Parasitic  i  iseases  if:  chilere" 

06095   0629'J 

Parasitic  eisvases, parasites  anb 
see  a^'fpiasi« 

SEE      ScKISToSO^IASIS 
PARATH'fFOIL    GlAi<ES 

OSIjllS* 
PATHCPHySIOlOGY.fAlABSOFPTlON 

059211* 

peniaoastrin 

C5502* 
PEPSIN 

05li90«   05li91*   rSSlii 
PEPSIN    SiiCli>TION.STn|/ACH 

05'i99* 
PEPSI'lO0-'.>.- 

C51i07* 
PEPTIC    "LCF^    COI-FIICaTICnS 

0CH23»    c5»27*    c5t)36      056li0      05653 
PEPTIC    ULc.Fli    EPIEF>'IflI.Oaii 

05«21* 
PEPTIC  '.'LOFF  FTIOLCGK 

C5766*    r5b31*    cs.>33*    o^tiS?      05»6C 


05830*   o5«3S     nSi>3» 


C5«ii5     C5ei'6     OSR50 


PEPTIC  ULCER  PATHOLOOK 

05602   OSBIjfl   05»52   05855   05693 
PEPTIC  UlCFH  PFFFCRaTIOM 

05821*  0583I1   C56liO   05851   05659 
PEPTIC  UICFR  PROPHYLAXIS 

05832*  05650 
PFPTIO  ULOFR  S'lROEiJY 

05636»  C5821*  05822*  05823*  o5821i« 

G58li3   056lj)i   C561i6   05Bli7   05*52 
PEPTIC  ULCER  TREAT-'ENT 

05510*  05818*  05819*  05825*  05639 

05851 
PEPTIC  ULCERS 

C58U1      CS85I1      05*56      05858 
PEPTIC    ULCERS    IN    CPII-DREH 

05850 
PEPTIC  ULCERS. HLFFDINQ 

05773*  05820*  C.501J9 
PEPTIC  ULCERS, DISEASES  aSSOCIaTKE  i«ITH 

05802 
PEPTIC  ULCERS. ER'IG  TBEATKfNT  OF 

05820*  05825*  058li5 
PERISTALSIS 

051*12*  051i73   CSli"'* 
PERITONEUM  ElAO.Nf'SIS 

057111 
PEPITONEUV  PAUIOIOUY 

SEE   PEPITONEUK  EIAGi'lOSIS 
PERITO^'ITIS  niAO>'OSIS 

05689 
PERITO>iITIS  IN  CHILDREM 

C5689 
PtRITO>iITIS  TPFAT'«ENT 
06283 

POLYPS, a aStrointfstinal 

05886 
POLYPS, LAPOE  INTESTINE 
05953*  06987   06000 
POLYPS, SMALL  IMTfSTINE 

05886 
POLYPS, STOMACH 

05790   05799 
POPTACAVAL  SH'INT 
P6O62*  0618''* 
PORTACAVAL  SHUNTS 

055511*  06072*  0612a   06196   06203 
PORTAL  CIPOULATI'^N 

05622*  06075*  06203 
PORTAL  HYPERTEHSIOh 

O6089 
PORTAL  HYPFRTENSIOM  FTIOLOQY 

06133 
PORTAL  HYPERTEMSTON  IK  CHILDREN 

06105   06109   06117   06126 
PORTAL  HYPFRTEM3I0N  PATHOLOGY 

06075*  06196 
PORTAL  HYPERTENSION  SURQEliY 

06109   06126   06190*  06196 
PORTAL  HYPERTE^'SION  TREATWENT 

06062*  06196 
PORTAL  HYPFRTKNSION, DISEASES  aSSOCIaTEE  WITH 

06075*  06105 
POTASSIUM! 
05526* 
PPEGHANOY 

C5661   05901   0607ii»  06125 
PRESSURE  STUDIES, ("OTILITY 
SEE   E30PHA0US  MOTILITY 
SEE   QASTROINTESTINAL  r'OTILITY 
SEE   LARGE  INTESTINE  MOTILITY 
SEE   SMALL  mTESTlWE  MOTILITY 
SEE   STOMACH  MOTILITY 
PROLAPSE, RECTUM 
05968   06011 
PROSTHESIS, COMMON  BILE  D'JcT 

06061* 
PROTEIN  ABSORPTION 

05927*  05933   05935   0593? 
PROTEIN  METABOLISM 

05589   05597   05606* 
PROTEIN  METABOLISt'.LIVFP 

051*19   051i55   0551iU*  05556*  05572   05573   05589 
PROTEIN  METABOLISI-, STOMACH 

05522 
PROTEIN  SYNTHESIS, LIVEP 

055I1I1* 

mTEROPaTRY 
05935   06298 


06201   06203   O62011   04205 


PROTEIN-LOSING  F' 

05775   05933 
PROTEINS. SCPUM 

056li8* 
PROTEINS, SERUM 

0565U*  06063*  06107 
PSYCHOLOGICAL  FACTORS 

05li9li»    06052*    06158 


06206      06256* 


PYLOPIC  SP'iisrTi;. 


RAriATIO,'., TOXIC  FFFECT-S  TV 
SEE  ALSO  luKIc  FTF£ClS  C 
TCXIC  KFFEC'IS  ^ 
TOXIC  KFFErTS  ■) 
TOXIC  EFFECTS  n 
TOXIC  EFFECTS 


OK 


RIllAfi;  TO>CT 

esophaqus 
sastrointestim^l  tract 

LAHQE  IKTCSTINE 

liver 


T"XIC  EFfEClS  OK  PsvcKEAS 

TCXIC  EFFEC'iS  Of,  <5"aLL  I^TESTIKE 

TCXIC  BFFFC'IS  l)^  STCmacH 


C5''o5   0';7o'?   C6ci)7   O6ICI1 


Oi«73   C5*75   0S776 


SEE  aLS(. 
SEE  ALSO 
SEE  ALSO 

See  als': 

SEE  ALSO 

SEE  AlSo 

SEE  ALSi. 

C?*07» 

KADlfllSOTOPE  .ST'.irV  TECmMCUES 

SEE   TKACFC  STUDIES 
RADIOLOGY, APLOMEK 

SEE       APCO>'EM    niAS'JCSIS 
RADI'^LOGV.BIllAt'Y    TliACl 
SEE    AlSC       BILIARY    TISEaSE    DIAOMOSIS 
0<?iif 
PADIOLCOY, ESOPHAGUS 

C51i72   0S7u; 
RAClOIOUi.GALIBLADrEh 

oS6oc«  r57r8  r57ir  o«2?2» 

PADIOIOOY.Ga.STSCIKTESTINaT, 
SEE    ALSO       GaSTKOIKTESTIMAL    DIAGNCSIS 
Cii^opHi    r,5*67      05713 
RADIOLOGY, LARGE    IM?STIiVE 

C5615      r.^SVS 
RAniOLOGY.T  IVEIi 
SEE    ALSO      LIVEI.    lIaG'vGSIS 
c5i^S6»    r;57nl      t:57c?      C5701i 
C6116      r617ii 
RADIOLOGY, MESFNTEhY 

05«»« 
RADIOLOGY, PAr.CKFAS 
SFE    ALSO       PANCREAS    LISEaSE    DIAGNOSIS 
05(^91      05*93      O5«9o       05695      O6O37 
RADIOLOGY,  PER  ITCH  ?';►■ 
SEE      PEHITOfiEUx    rIAQ^•OSIS 

Radiology, SKAIL  intestine 

C5662 

Radiology, STOMACH 

0566)j       f,Si<67      cS**'      0567O      05672 

OSI^ul 
PECTii" 

SEE   HEiCtRHCICS 
RECTUM  CANCFK 

CS9lt8«  CS'SSO*  059S)i»  C';996 

RECiu;x  riAGhosis 

05«)il»»  056')3 
RECTUM  DISEASES 

C56«3 
REOTllI'    rNOf<ALIES 

C56li2< 
BICT'JM    i,^    CHlLtKEN 

0596fl      05996 
RECTHl"    PKOLAPSE 

05968   06011 
REGIU-  SUPGEOY 

059SC»  06CII 
RECT'lK  TKEATI'VNT 

05?51i» 
HEFLnx. ESOPHAGUS 

05721*  CS''31   05751 
REOEMFRAIICK, LARGE  INTESTINE 

05612 
REGEMFRaTion, LIVER 

05S39*  n55).5«  C55)i9«  c5556«  c5558#  o556l   o';S63   05571 

05587  05593 
REOFNERaTICN.SaLIVaRY  UIaNE 

o5iieii 

REQE'JFkATlON, Small    I^Ti•STTME 

056o6«  05«r7« 
REGENEBAllON.STOrAC" 

05506*  05607* 
REGIONAL  ENTERITIS 

05913*  059111*  05915*  05916 
REGIONaI  E'fTl-PITIS  DIAGNOSIS 

CS911*  C592C 
REGIONAL  ENTERITIS  IREAlfENT 

05917   C6C21* 
REGIONAL  ENTERITIS, DISEASES  aSSOCIaTEP  WITH 

C591lj* 
HETlCULOE"rCTHFLlAL  SYSTk^^,LIVeR 

051'Cli* 
RUPTi'RE,LIVEI, 

06106 

Salivary  glamt  E)*zy"ep 
051117* 


05918   05919   05980   06013 


0569ii 
06111) 


056911 
O6III1 


Salivary  gland  hORPHOLO-iY 

05417* 

Salivary  oiand  regeneration 

ObliBli 
SALIVARY    GLAND    SFOHETIOM 
O511H9* 

Salivary  gland  uttrastkucture 

05li8a 

Salmonellosis  carrier  sta'ie 

06300 

sal>«onellosis  Pathology 

06266   06300 

sarcoidosis 

05639*  0591li* 
scan  NINO, SCINTILIATION 

OS6I17*  05652*  C5668   05691 

05705   C60li2   060«!2«  06C8)i 
SCHISTOSOMIASIS 

O6O89 
SCHISTOSOMIASIS  T-iMUNiTY 

06289* 

scHisiosoviASis  Pathology 

06291 
SCINTILLATION  SCANNING 

056)17*  05652*  CS66B   C5691 
05705   060)i2   06052*  O606). 
SCRl'M  ENZYMES 

C5616   05656* 
SOR'J:^  PROTEINS 

0S6iia* 
SECRETIN 

05499*  05530*  05533*  056u6» 
SECRETION, BICARBONATE 

CSli9ft» 
SECRETION, BILIARY  TRACT 

05529* 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

O5I185   05)i87*  05i|88*  05505*  05508* 
05820*  05832* 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 

05867 
SECRETION, HORMONAL  CONTROL  OF  STOCACH 

05li9«* 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

05I486*  05I193*  C51i97*  05502*  05828* 
SECRETION, PANCREAS 

051i50*  05!|85   r55C5*  05529* 
06035*  06259* 
SECRETION, PANCREAS  AMYLASE 

05526* 
SECRETION, PANCREAS  LIPASE 

05527*  05537 
SECRETION, PANCREAS  TRYPSIN 

C553U* 
SECRETION, SALIVARY  GLAND 

05499* 
SECRETION, SMALL  INTESTINE 

06035* 
SECRETION, STOMACH 

05485   05li89*  05)i92*  OSli98* 
SECRETION, STOMACH  ACID 

05435*  05486*  05I187*  0Sli88* 
05498*  051i99*  cS500»  055ol* 
05509*  0S51C*  05512  05513 
05519  05520  C5521  05523 
05779  05819*  058JO*  05826* 
05851J  05860  05871  C62S9* 
SECRETION, STOMACH  PEPSIN 

051;99* 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

055li6* 
SERUM  ELECTROLYTFS 

06162*  0619)1* 
SERUM  EN7YMKS 

05523   06145*  0615U   06168* 
SERUM  ENZYMES, IIVEH 

SEE   LIVER  DISEUSE  PIAGNOSIS 
SERUM  HEPATITIS 

06167*  06169*  06170   06181   0618k 
SEPUk  PROTEINS 

056511*  06063*  06107   06206   06258* 
SHOCX 

05570   05616   05629 
SHUNT. PORTACAVAL 
06062*  06187* 
SHUNTS, PORTACAVAL 

055Sa*  06072*  C61J4   06196   06203 
SIGMOID 

06017 
SMALL  INTESTINE 
SEE   ILEOCECAL  VaLVF 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
SEE   MALABSORPTION 


05695   05700   05702 


C5695   05700   05702 


05510*  05515  05519 


AClE 


05530*  C5531*  05532*  05533* 


05505* 

051i9a* 

05502* 

05515 

05627* 

05829* 


OSli95* 
C  5  Soil* 
05516 
05768* 
C5832* 


0Sll9<» 

0S507* 

05517 

05773* 

05838 


051i97* 

OSS08* 

05518 

05777 

05853 


i 


SMALL    INTESTIHH 
CONTINUED 

SEE      PFPTIC    ULCEl'S 
SMALL    INTESTIKE    ABSOSFTIC« 

CSM3»   oSIO"?*   051i3«*  C5li39«   C5liU0» 

05LUli«   C5!ili5*   OSiilj**  05lili7»   oSliue* 

OSliSli*   051i5«      CSIjS''  0Sli56      C51i6? 

C5915«  C5S21»    CS923» 

C59u2  06036*    C61a5* 


05689      05903      05910 


0590t 


CS''19   0589? 
05936   05937 
SMALL  INTESTINE  ANGICfihAPHV 

059Clj 
SMALL  INTESTINE  ANOMALIES 

C5867   05681, 
SMALL  INTESTINE  AThJiSTA 

05883   059C3 
SMALL  INTESTINE  BIOPSY 

05638*  05939 
SMALL  INTESTINE  CANCEH 

05885   05892   0509)1   05897 
SMALL  INTESTINE  CIPCUL«TlON 

05UU6«  0S)i7o«  c5«21j»  05625«  05628* 
SMALL  INTESTINE  CVST3 

0S8B2 
SMALL  INTESTINE  CVTOLOG:^ 

05606*  06290* 
SMALL  INTESTINE  DIAGNOSIS 

05637*  05*38*  CS639*  056UO*  C56lil* 
05e7U   05895   05897   c59Cli   05920 
SMALL  INTESTINE  IIS AOChARICASES 

056!il* 
SMALL  INTESTINE  tISEASE 

05875 
SMALL  INTESTINE  LISEASfS 

056U0*  058711   05887   C5B90   05893 
06260*  06296 
SMALL  INTESTINE  riVEl-TICUlA 

05877 
SMALL  INIESTIN'E  ENZVMES 

0S601*  05603*  056C1I*  05605«  05610* 
056Slj   05922*  05923*  o5937  05936 
SMALL  INTESTINE  FISTULAS 
058611*  05876 

IMf UNCLOOY 
05926*  05930* 


05mi»   051iU2*  05)'li3» 

051ili9*    051i52*  05li53* 

051i63      05)i65  05603* 

05927*    05931  0593li 
06290* 


059P5   05910 
05889   05907 


05680   056ftl   05682 


05895   05896   05899 


05616   0561"   05620 
06035* 


SMALL  INTESTINE 

05611   05887 
SMALL  INTESTINE  IN  CHILEUEN 

05631   0568c   05867   05686 

05919 
SMALL  INTESTINE  INJUFIES 

05880   05886   059C7   05908 
SMALL  INTESTINE  l'ETAfiCLIS>' 

05609*  05617   05619   05870 
SHALL  INTESTINE  MICPOOHO aN ISrfS 

05608*  05631   05637*  C56li0« 
SMALL  INTESTINE  CORPHOLOolf 

o5iiii«  oSU2*  o5»ii3*  osiiia*  oSa28 

05868   0592l|» 
SMALL  INTESTINE  MOTIIIIV 

05U12«  OSlilli*  051t70*  051i8o  051i82 
SMALL  INTESTINE  fUCCSA 

C51i28  c51i38*  o51ili2*  o5US2»  05U53« 
SMALL  INTESTINE  NECROSIS 

05922* 
SMALL  INTESTINE  OBSTRUCTION 

05660   05681   05766*  o5862«  05865» 
05891   05900   CS9C1   05902  05906 
SMALL  INTESTINE  PEPFOtiAlION 

05905   05908   05916 
SMALL  INTESTINE  POLVPS 

05886 
SMALL  INTESTINE  fiADIOLOQTi 

05682 
SMALL  INTESTINE  FEQENEhATION 

05606*  05607* 
SMALL  INTESTINE  SECRETION 

06035* 
SMALL  INTESTINE  SUGESV 

059ii5« 
SMALL  INTESTINE  SURGERY 
05603»  05637*  05668 
05896   05911*  06C76* 
SMALL  INTESTINE  SURQERK  COMPLICATIONS 

05861*  05863*  05869 
SMALL  INTESTINE  TRAUfA 
OS88O   05888   059C6 
SMALL  INTESTINE  TREaTKENI 

05873   05883 
SMALL  INTESTINE  UlIRaSTKUCTURE 

05U3*  0SI»3C   051i32   oSl'3''*  05k38* 
05926* 
SMALL  INTESTINE  VOLVULUS 
L    05867 

^VALL  INTESTINE, ALCOHOL  EFFECTS  ON 
^^  OSliSli*  05601* 


05903   05905   05907   05909 


05li32   051i37*  C56C2* 

05628* 

056l9      05620      05623* 


058711      05878      05879 
05919 


05869      05870      05871      05872      05861 


051ili7*   o5922*   oS925« 


SMALL    INTESTINE,"?"")    EFEFCTS    C 

05n63      OSUeo      C56C2*    cS623*    0  =  6211*    ' 
3I»ALL    INTESTINE, TPUr.    TR^AT'-K"'!'    OF 

05865*    05913* 
Si'ALL    INTESTINE, HOM>OmAI    COjJT^OL    Of 

051ili3*    05875 
SI'ALL    INTESTINE, ME^JVOUS    COMTPOL    CF 

051112*    c5Ulli»    05602*    05623*    C562!i» 
SMALL    INTESTINE, TOXIC    "FFECTS    OK 

05ii30      05866      05873      05915* 
SMOOTH    MUSCLE    FHYSIOLOCy 

05ull*    05lil2*    CSlilli*    C5U15*    051i68* 
SOLIUM    ABSORPTIOM 

051156 
SPHINCTE5<    OF    OUEI 

051*71*    C62li6 
SPHINCTER, ESOPWAfSUS 

05li72      05k73 
SPHINCTER, PlfLORIC 

05767* 
SPHINITER.BSOPHAOUS 

051166* 
SPLEEN  _^    ^ 

05U0I1*  056li9«  06190*  06192*  06205 
SPLENOPORTOGRAPHY 

056li9*  05709 
SPRUE 

05926*  05932 
STARVATION 

05U22   055)1 3*  035116*  05605*  05606* 
STEATORRHEA 

05637*  05922*  C5926*  05930*  05935 
STEPOinS 
SEE  ALSO   CORTIOCSTEROICS 
SEE  ALSO   LIVER  OHOLESTEt'OL  KETABOLI: 
05913* 
STOMACH 

SEE   BEZOaHS 
STOMACH  ABSORPTION 

05U31i*  CSli35*  C5ll36* 
STOMACH  ACID  SEOIETIOt. 

05li3S*  05)i86*  C51i87*  051.88*  05u9li* 
05U98*  C5^99*  C55CO*  05501*  05502* 
05509*  05510*  05512  05513  05515 
05519  C5520  C5521  P5523  05627* 
05779  05819*  05820*  05826*  05029* 
056511  C5860  CS871  06259* 
STOMACH  ACID  SECRETION , HOHhON AL  COnT» 

051i96* 
SIOIACH  ANOMALIES 

05765*  05766*  C5760 
STOMACH  ATRESIA 
05803   05816 
STOMACH  BIOPSY 

05669   05671 
STOMACH  BLEEDING 

O577I1*  05782 
STOMACH  CANCER 
0565n*  05666 
05769*  05775 
05800  05801 
OS8II1  05615 
STOMACH  CIRCULATION 

051l26   05626*  05632 
STOMACH  CVTOLOnI 

05506*  05666   05679 
STOMACH  DEVELOPVEliT 

05U25 
STOMACH  DIAGNOSIS 

05503*  055011*  05635*  05636*  0565H* 
OS66S   05666   05666   06669   0567c 
056711   05675   05676 
STOMACH  DISEASES 

05783   05808   05813 
STOMACH  ENDOSCOPY 

05635*  05782   05817 
STOMACH  ENZYMES 

05U90*  C51t91*  05511 
STOMACH  IN  CHILDREN 

05810 
STOMACH  INJURIES 

05785   05810 
STOMACH  INTRINSIC  FACTOR 

05501* 
STOMACH  MICROORGANISMS 

05793 
STOMACH  M0RPH0L0r,Y 

05li06*    oS)io8*    05li09*    051i20 
STOMACH    MOTILITY 

05U67*   05)168*   05I169*   051i73 
STOMACH    MUCOSA 

051i07*    0511O9*    05I1IO*    05li27 

05519   05632   05679   05700 


'.iibt,      o??"??      0^915* 


35)169*   n5)i»l 


060li)i      062S7< 


C51'95* 
0550  li* 
05516 
05768* 
05832* 

'OL  OF 


05!iO6»  ni;!i97* 

05507*  055OB* 

r,^';i7  n551« 

0  577  3*  05777 

Q583B  rS«53 


058C3   C5807   05«16   o6o-»a 


05676   05677   057B3   o5fil7 


05672 
05776 
C58CII 
058  III! 


05673 
06778 
05805 


0582C* 
05613 


0567)1 
05789 
05806 


05676 
05795 
05809 


05678  057ii2 
05798  05799 
05811      (1S812 


05677   05679 
06075*  06105 


05662 
06671 
05700 


05*63  05661i 
05672  CS673 
0  5''7li* 


051i26 

05U79 

051i31i* 
05763* 


C5769* 

C5)i86* 

051i36* 
05833* 


05767* 

051i93*   05506* 
o^')56 


0581««    05837 
CSli09«   oSlilO* 


STOMACH  NECROSIS 

0S7«S 
STOMACH  OBSTPUCTION 

0576«   05788 
STOMACH  PEPSIN  SECRETION 

C5)i99» 
STOMACH  PERrOPATlO/4 

05801 
STOMACH  POIKPS 

C5790   05799 
STOMACH  PROTEIN  META80LI31 

05522 
STOMACH  RADIOLOai 

05«<li   05«<7   05«<6   05670 
OSSlil 
STOMACH  XEGENERATION 

OS5o6»  056c7» 
STOMACH  SECRETION 

OSliBS   05)i»9«  cSli92«  c5k98«  o55oS* 
STOMACH  SECRETION, rPUa  EFFECTS  OM 

OSliSS   0Sue7«  051ifl8«  05505*  05So8# 
05820*  05832* 
STOMACH  SECRETION, HORMONaI  CONTROL  OF 

C58S7 
STOMACH  SECRETION, NERVOUS  CONTROL  OF 

05Ua«*  oSli93»  oSli97*  05502«  o5»28* 
STOMACH  STPICT!JRE 

05765* 
STOMACH  SUPOERY 

05636*  05670   0S7lili   0571(7   05751 
05781   05787   05822*  0582k*  0S8k7 
STOMACH  SURGERY  COMPLICATION 

05767* 
STOMACH  SUPOERY  0OMPLI0ATT0N3 

057611*  C5771*  05772*  05791   05792 
058o5   OS«23*  05827*  o583o*  05831* 
STOMACH  SURQERY  TECHNIQUES 

05772* 
STOMACH  TRAUMA 

0571(0   05773*  05810 
STOMACH  ULCERS 

05811   0581)1   05817 
STOMACH  ULTRASTRUCTURE 

05li06*  o5li07*  c5ljC8* 
STOMACH, ERUO  EFFECTS  ON 

051ilO*  05)i31i*  0Sli67*  C5li«9*  05li««» 
05808 
STOMACH, DRUG  TREATMENT  OF 

05777 
STOMACH, FOREION  BODIES  IN 

05781 
STOMACH, NERVOUS  CONTROL  OK 

0Sli20   051i79 
STOMACH, TOXIC  EFFECTS  ON 

05U30   OS5C3*  C5711C   05785 
STRESS  FACTORS 

051l9)i*  CS862*  06136 
STRESS  FACTORS  IN  ULCERS 

05773*  05820*  05826*  05828*  C5829« 
STRICTURE, BILIARY  TRACT 

06208*  06226   C6231i 
STRICTURE, ESnPHAOUS 

05752 
STRICTURE, STOMACH 

05765* 
STRICTURES, ESOPHACUS 

05720* 
STUDIES  OF  LIVER, EXPERIMENTAL 

06065* 
STUDY  TEcHNIOUeS.DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES. RADIOISOTOPE 

SEE   TRACER  STUDIES 
8UQERY, SMALL  INTESTINE 

0S9I»S* 
SULFOBROMOPHTHALEIN 

OSIlSl*  057011   06136   06159 
SURQEPY  COMPLICATION. STOMACH 

05767* 
SURQERY  COMPLICATIONS 

05861*  058611*  05872   0';9ii5*  05965 
06238   C6268 
SURGERY  COMPLICATIONS, SMALL  INTESTINE 

05861*  05863*  05869 
SURQERY  COMPLICATIONS, STOMACH 

057611*  05771*  05772*  05791   05792 
05805   05823*  05827*  05630*  0S831» 
SURQERY  TECHNIQUES 

ouurllVl    °^''''°*    °**2''*  '=5"''»*  05951* 
SURGERY  IECHNI9UES, STOMACH 

05772* 
SURGERY, ABDOMEN 

05787   06003   06266 


05672   05673   05675   05776 


05510*  05S15  05519 


05770*  05775   05778 


057911      05796 
0S8li3      0S8aii 


05«li2  05859 
OSU25  05li27 
C51i93*    05503* 


05797 


0Sli3C 
05626* 


05832*  05833* 


06118      06225      06235 


057911      05796      c 
058Ji3      OS8I1I1 


5797 


062li)i      062I.6 


05752 


SURQERY, BILIARY  TPACT 

0606l«  0621)i»  C622S 
SURGERY. CANCFR 

059911   06071* 
SURQEhY, CIRRHOSIS 

06205 
SURGERY, DUODENUM 

05835 
SURGERY, ESOPHAGUS 

OS)i89*  05721*  cS7li7 
SURQERY. OALLBLADTiP 

05596   06208*  06205*  06219*  06223*  C6?35   n«23» 
SUPOERY. OASTROINTFSTIMAL 

06263* 

SURQERY. LARGE  INTESTINE 

059lili*  059)j5*  05950*  05951*  0?96C   C5065   0S967 

05991   05991.   060IC   04011 
SURQERY, LIVER 

05556*  05587   05«3C 

06099   06100   06118 
SURQERY, PANCREAS 

05610*  06052*  06057 
SURQERY, PANCREATITIS 

06057 
SURQERY, PEPTIC  ULCER 

05636*  05821*  05822*  o5823«  0S82.1*  05830*  05835 

056113   0581ili   0581(6   058ii7   05852 
SURQERY, PORTAL  HYPERTENSION 

06109   06126   06190*  06196 
SURGERY, RECTUM 


:'62)ii 


05575 


06068*  o6c7l*  06072* 
O6I38   06196 


06c93   060:^6 


05830 


06201   062C3   0621^11   06205 


057ii7 
058211* 


05751 
056117 


05950*  06011 
SURQERY. SMALL  IH^ESTINF 

05603*  05637*  05866 

05696   05911*  06076* 
SURQEHY, STOMACH 

05636*  05670   057lil| 

05781   05787   05822* 
SURGERY, ULCERATIVE  COLITIS 

05863*  05975   06022* 
SURQICAL  TFCHNISUES. EXPERIMENTAL 

05896   06061*  06068*  06190* 
SURVIVAL  PATES, OANOEP 

05769*  0591i7*  C591i8*  05950*  C6071* 
SYNDROME, BUCn-CHIARI 

06066* 

SYNERO^E.QASTRECTOMY-IND'JCED  DUKPIMQ 
05827* 

SYNDROME,  M  A  LLORY-V.EISS 

0577I1* 
SYNDROME, ZOLLINQFR-KLLISON 

06259* 
SYSTHESIS, GLYCOGEN 

05562 

TEMPERATURE  FACTORS 

0S513   05517   055110*  05519*  05626* 
TEST, LIVER  FUNCTION 

055110* 
THERAPY, DIETETIC 

06262* 
THROMBOSIS, HEPATIC  VEIN 

SEE   BUDD-OHIARI  SYNDROME 
THYROID  GLAND 

05875 
TOXIC  EFFECTS  OF  RADIATION 


05869   05670   05871   OSC?   05aai 


05770*  05775   i)5778 


TOXIC  EFFECTS 
TOXIC  EFFECTS 


BILIARY  TRACT 
ESOPHAGUS 


TOXIC  EFFECTS  ON  QaSTROINTESTIN aL  TKaCT 


TOXIC  EFFECTS 
TOXIC  EFFECTS 


Large  intestine 

LIVER 


toxic  effects  on  Pancreas 

toxic  effects  on  'iMALI  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
05607* 
TOXIC  EFFECTS 

06233 
TOXIC  EFFECTS 

O57I1O 
10X10  EFFECTS  ON  GaSTROINIESTINaI  TRACT 

05607*  062611   06272 
TOXIC  EFFECTS  ON  LAROE  INTESTINE 

059119*  05970   05990 
TOXIC  EFFECTS  ON  LIVER 

061??*  nif'f*  ?!??*•  °1*5'*  °*"C   061113*  061!,  Il*  061)i6. 
C6m7   061,i8   0611,9   O6150   06151   06152   06153   06151 

06158 

PANCREAS 


ON 


ON 


BILIARY  TRACT 
ESOPHAGUS 


0615S   06157 
TOXIC  EFFECTS  ON 

O603I1*  060U9 
TOXIC  EFFECTS  ON 

0Sli30   05866 
TOXIC  EFFECTS  ON  _    .. 

051i30   0SSC3*  C57liO 
TOXIC  HEPATITIS 
SEE   TOXIC  EFFECTS  ON  LIVER 


SMALL  INTESTINE 
05873   05915* 
STOKAOH 

05785 


TOXINS, CHEMCfl 
SEE   TPXIC  fFTECTS  Of-    HiI:aRY  TffACT 
lOXIC  FFFiCT?  C  ■  i;SOFH«'-,US 
TOXIC  EFEFCTS  C>  G s ?THnl NT* STT^ AL  TPACT 
TOXIC  FFFfrlS  C>  LaRUF  IhTlSTIKK 
TOXIC  EFFECTS  CK  LIVFR 
lOXIr  EFFECTS  CS  PanCFEAS 


SEE 
SEE 
SEE 
SEE 
SEE 
SEE 
SEE 


C57f;(^   CiB*'.)   C6C52* 


0?568   05833*  05935 


TOXIC  KFFECIE  Ch'    SMALL  TNT1STI«K 
TOXIC  FFFECTS  C'-i  STO^ncH 
TFACKR  S'tUMFS 

C5602*  r5692 
TFAOSPLAi'TATIOH 
SEE   IK'«U>CT.OT^ 

"*oir3"'r5U«*   C5«39.   o51.ao.    Cin2*   o5l.V7.   oSkSC    0Sl;51. 

C5)'5«      q5>i57      C5ii«3      Cik^o      c5li'«5« 
TFAl'rA.Atircr"fV 

05«ec 
TFA"-'A.''SOPHA(iUS 

057lS      C57?«      057uC      05714? 
TPAU-'A,I.A'*'i£    INTESTINF 

CS960      C596i      C5965 
TKAWA.LIVFF 

C5570      CS«?9      C«c7r»    C^C91 
TPAUi^A.SMALl    IWTFSTINF 

cs««o  osa*"*  cS9ce 

TBA'J-A,SI0--ACt' 

057hC   C5773»  g5»10 
TFVPSIN 

05531i* 
IRYP-'IN  INHI!<ITI0'^,PA''t;RE4S 

055311*  ^   ^ 

TRiPSTN  SECHFTION.PJt'CKEAS 

0553li* 
TUBESCUH'SIS 

057611*  C5966 
TUMORS, BE'''TG'J  lAPOE  I^"lESTlNE 

05993   06000 
TUMOSS.BEMIflN  IIVEV 

O6063   06133 


C6C99   0610C 


05836 
O686O 


ULCFH,EXl'll.>'l"t'<iAJ- 

05768* 
U1CER«TIVF  COIITIS  CC^■PLICATI0^S 

06o23*  0602a«  06C26   06C29 
ULCEWaTIvf  colitis  HPTDEMIOLOfJX 

06018*  06019* 
ULCERATIVE  COLITIS  ETiOLOr.Y 

06007 
ULCERATIVE  COLITIS  IN  CHILDREN 

06022*  C6C27 
ULCF"ATIVe  COLITIS  patiolooy 

06022*  C6C25   06C28 

«.«.»!. »^   /.^rffre   CIILr.PDV 


U  LV-  r. "  ,? 

SEE   AVTACIL9 
ULCERS  I^  CHILDFEH , PEPTIC 
C5«50 

«TEr.  HITH  PEPTIC 

058C2 
ULCERS. DWUfi  INDUCEL 

C55C3* 
ULCEUS. DRUG  TRFaTMEM  OF  PEPTIC 

C5820*  05825*  C58ii; 
ULCEfS.El'OrEN'J" 

05835   05*36   oS-shC   C'^8li9 
ULCERS,  FXPFR  lb' E  NT  AL 

05«25*  05826*  05828*  cS829« 


C5857   05859 


UICEBS.PAnCfiEAS 

05958* 
ULCERS, PEPTIC 

058I1I      0585I1 
ULCERS, STOMACH 

05811      058II1 


05856 
05817 


05858 
05818*  05837 


0561i2   05859 


0SU21 
05571 


051l23 
06127 
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6301       IMMUNOFLUORESCENT  LOCALIZATION  OF 

SECRETIN  IN  THE  CANINE  DUODENUM.   (e  ) 
Polak,  J.  M.  (Roy.  Postgrad.  Med.  Sch.,  London), 
,;/o  °?"''  !'  Coulling  and  A.  G.  E.  Pearse.  Gut 
12(8):605-6I0,  1971. 

Endocrine  polypeptide  (APUD)  cells  showing  specific 
secretin  fluorescence  were  very  numerous  in  the 
canine  duodenum,  particularly  in  the  transitional 
zone  of  the  duodenal  mucosa.   They  were  occasional- 
ly present  in  the  jejunum,  and  very  rare  in  the 
pyloric  mucosa.   Secretin  cells  were  pyramidal 
in  shape  and  their  hormone  storage  product  was 
mainly  concentrated  on  the  side  of  the  cell  facing 
the  basement  membrane.   The  cells  were  identified, 
by  the  use  of  parallel  cytochemical  and  ultra- 
structural  preparations,  as  the  small  granular  S 
cells.   Cytochemical  characteristics  included: 
strong  positive  staining  with  lead  hematoxylin, 
argyrophilia  but  not  argentaf f in i ty ,  strong 
luminosity  (dark  field)  in  carbodiimide  fixed 
sections,  negative  xanthydrol  reaction  for  indoles 
(tryptophan)  and  negative  o-phtha 1 al dehyde  stain- 
ing. 


6302       FURTHER  OBSERVATIONS  CONCERNING  THE 

EFFECTS  OF  HYPOPHYSECTOMY  ON  THE  GASTRIC 
MUCOSA  OF  THE  RAT.   (E.)   Crean,  G.  P.  (Med.  Res. 
Council.  Clin.  Endocrinol.  Unit  2,  Edinburgh 
Scotland),  R.  D.  E.  Rumsey  and  S.  M.  Wheeler 
Gut    12(9):721-726,-  I971. 

Hypophysectomized  rats  showed  a  significant  re- 
duction in  stomach  weight,  surface  area,  height, 
thickness  and  volume  of  the  gastric  mucosa.   The 
parietal  cell  counts  per  unit  area  were  unaffected 
by  the  experiment,  whereas  the  peptic  cell  popu- 
lation per  unit  area  was  greatly  reduced  by 
hypophysectomy  and  indicated  a  reduction  in  the 
number  of  peptic  cells  in  the  gastric  glands 
after  hypophysectomy.   A  reduction  in  the  total 
parietal  cell  population  following  hypophysectomy 
was  attributed  to  the  reduction  (50|)  in  total 
surface  area  following  the  operation,  whereas  the 
concomitant  reduction  in  the  total  peptic  cell 
population  following  hypophysectomy  was  caused  by 
the  reduction  in  the  average  number  of  peptic 
cells  per  unit  area  (70%)  as  well  as  the  reduction 
in  total  surface  area  of  the  stomach  (50%).   These 
results  could  not  be  accounted  for  by  inhibition 
of  somatic  cell  growth  following  hypophysectomy 
but  were  due  to  a  direct  effect  of  pituitary 
deprivation  on  the  stomach.   This  was  indicated  by 
the  fact  that  sham  hypophysectomized  rats  showed 
the  same  degree  of  somatic  inhibition  through 
underfeeding  as  did  the  experimental  hypophy- 
sectomized rats.   However,  the  reduction  in  sur- 
face area  and  total  cell  population  was  smaller 
in  magnitude  than  that  following  hypophysectomy 
and  did  not  affect  the  number  of  peptic  cells  in 
the  gastric  glands.   Thus,  the  pituitary  is  seem- 
ingly important  in  influencing  growth  of  the 
mucosa  of  the  gastric  glands. 


6303      ULTRASTRUCTURAL  CHANGES  IN  SALIVARY 
TOAT.^M  ^^'^'-^'^0  ^CINI  AFTER  EXPERIMENTAL  ADMINIS- 
TRATION OF  ETHIONINE.   (Ger.)   Donath,  K.  (U 
Hamburg  Pathol.  Inst.,  Germany),  P.  Feustel  and 

360-37A  ^197/^''''^"^  ^''''^'  ^P""*^^  ^^i-'i    3't3('«): 

Administration  of  ethionine  (0.2  mg/g/day  i.p.  for 
10  days;  maximum  dose  2hh   mg)  to  female  Wistar  rats 
initially  caused  the  formation  of  vacuoles  in  the 
rough  endoplasmic  reticulum  and  was  followed  in 
the  parotid  gland  by  the  appearance  of  vacuoles 
m  the  Golgi  apparatus  and  disorders  in  zyrrogen 
granu  e  synthesis.   These  changes,  which  are  mani- 
festations of  disorders  in  enzyme  synthesis,  were 
much  more  evident  and  occurred  much  earlier  in 
the  parotid  gland  than  in  the  submandibular  or 
sublingual  glands  and  are  correlated  with  the  rate 
of  enzyme  synthesis.   Crystalloid  particles,  which 
appeared  in  the  mucoid  vacuoles  of  the  submandibu- 
lar gland  after  8  days  of  ethionine  treatment,  ap- 
pear to  be  the  product  of  disturbances  in  mucus 
secretion.   Regenerative  changes  in  the  endoplasmic 
reticulum  and  in  zymogen  granule  synthesis  in  the 
parotid  are  believed  to  be  an  adaptation  reaction 
of  the  cell  to  metabolic  changes.- 

6304      GASTRIC  AND  PANCREATIC  SYMPATHETIC 
orcMTc    ^ENERVATION  IN  THE  RAT.   TECHNIQUE  AND 
RESULTS.   (E.)   Aim,  P.  (U.  Lund  Inst.  Anat. 
Histol.,  Sweden),  G.  Liedberg,  and  C.  Owman. 
Scand.    J.    Gastroenterol.    SCt) :  307-312,  1971. 

A  technique  is  described  for  removal  of  the  celiac 
and  superior  mesenteric  ganglions  which  was  used 
in  male  albino  rats.   Stomach  and  pancreas  speci- 
mens were  assayed  for  biogenic  amines  by  formalde- 
hyde fluorescence,  microspectrof 1 uor imet r ic ,  and 
chemical  methods.   In  the  stomach  of  unoperated 
rats  adrenergic  nerves  were  present  in  the  mucosa, 
submucosa,  and  muscularis  layers,  chiefly  in  prox- 
imity to  blood  vessels.   Very  small  vessels  in 
the  basal  part  of  the  lamina  propria  gave  off 
branches  that  passed  straight  between  the  gastric 
crypts  perpendicularly  to  the  mucosal  surface 
anastomosing  with  each  other  by  a  number  of  side 
branches.   These  were  the  smallest  vessels  in  the 
gastric  mucosa  and  were  accompanied  by  only  a  small 
number  of  fine,  varicosed,  adrenergic  nerve  termin- 
als.  After  celiac  and  superior  mesenteric  gangli- 
onectomy,  alone  or  in  combination  with  truncal 
vagotomy,  there  was  no  detectable  neural  fluores- 
cence in  the  stomach  or  pancreas,  but  vagotomy 
alone  caused  no  appreciable  changes  in  the  adrener- 
gic nerves.   Ganglionectomy  caused  a  significant 
decrease  in  the  concentration  of  pancreatic 
norepinephrine  and  complete  disappearance  of 
norepinephrine  from  the  duodenum  and  jejunum 
Division  of  the  left  gastric  artery  and  its  peri- 
arterial nerves  resulted  in  complete  disappearance 
of  adrenergic  nerves  in  the  fundus  and,  to  a  les- 
ser extent,  in  the  antrum;  similar  results  were 
obtained  after  section  of  the  right  gastroepiploic 
artery  and  its  periarterial  nerves.   The  acid 
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: 


secretory  response  to  supramaximal  doses  of 
pentagastrin  was  the  same  in  gangiionectom, zed 
and  nonoperated  rats. 


6305 


STUDIES  ON  GASTROINTESTINAL  HORMONES. 
V   DISTRIBUTION  OF  GASTRIC  SECRETORY 
INHIBITING  SUBSTANCE  IN  WHALE  GASTROINTESTINAL 
MUCOSA   (E.)   Kabeno,  H.  (Nissui  Pharm.  Co., 
S   tam;-ken,^apan),  T.  Honda,  Y   Kobayas  ,  and 
T.  Murata.  Chem.    Pharm.    Bull.     (Tokyo)    19(7)- 
li(87-lA90,  1971. 

Mucosa]  specimens  were  removed  from  the  beginning 
of  the  3rS  stomach  to  a  point  hO   m  distal  to  the 
beg  nning  of  the  small  intestine  of  a  sperm  whale 
(Physeter  catadon).   A  benzoic  ^^  ' '^-^"^°"%^'^,   ,  , 
Ti^fk^imTii-d  by  passing  it  through  a  Sep  adex 
G-lOO  column  and  then  through  Sephadex  G" 10  gel. 
The  inhibitory  effect  of  the  eluted   rac  on  on 
gastric  acid  secretion  was  measured  by  injecting 
20  mq/kg  i.v.  into  male  pylorus-1 i gated  rats . 

u^e  material  ^ -m  the  f  i  rst  1 5  m  o  t  e  s  a  ' 
intestine  had  the  greatest  b|olog,cal  activity 
(83-88^,).  After  gel  filtration  ^he  y'e  ds  of 
\*^r\:>\    from  the  3rd  stomach  and  the  first  i.  m 
r  :;tl  ZTJL\...   about  twice  those  from 
the  kth   stomach  and  next-to-last  10  m  of  smal 

I^^il^^r-ll^^rirglUi^oJirconsMtuted 
of  iilprotein,  5%   hexose,  and  lO^o  hexosamine. 


t,n<;      COMPARATIVE  I MMUNOFLUORESCENT  AND  CYTO- 
^^°^      CHEMIcSl  STUDIES  OF  HUMAN  GASTRIN  CELLS. 
(Ger.)   Mitschke,  H.  (U.  Ha"iburg  Pathol.  Inst  . 
Germany).  Virchoi^s  Arch.     [Pathol.    Anat.]    3S3W  ■ 
3A7-359,  1971. 

„;    "  bit  .  tibodles  .0  synthetic  hu^an  ,as.r,n. 
These  cells,  -hich  were  larger  than  adjacent 
l„:"-secre  ing  cells,  were  found  most  often  .n 

H:t";^^r-rrn:soJ!.re5"i.rch^a:g:f;h,"r- 

rcUr'"!   'of  Chronic  atrophic  gastr,t,s^a„d^^^^ 
intestinal   «"»'«'',,  Jft/crimel  Ids'   r»ethod 

-■r  ;:srnrd"uh";he  '--".^^-i.n  =--J.-i^• 
-■''=Ti"^c:;;^;d;:s;rIn-;o»•nin"e,,s 

•arf  Xilv   Tdlll-errn;  'tU  of  endocrine   cells. 

""     ZfT.Zl  ^^.i^btS  'ZZZl 

^  ^—-h.T  rrrto-b-rd.Tt-- 

Mass'.).  T.  J.  Peter,  and  A.  C.  Brown.  Gut 
12(7):it99-508,  1971. 


The  appearance  of  isolated  enterocytes  and  various 
Interocyte  subcellular  fractions  in  the  jeJunum 
of  adult  rats  and  guinea  pigs  were  ^^^^^led  with 
scanning  and  transmission  electron  -'-;:°^^°Py- 
Isolated  epithelial  cells  were  wider  at  their 
apical  margins  and  tapered  towards  their  basal 
no  es.   The  basal  pole  of  each  cell  was  rounded, 
and  although  it  was  not  possible  to  recognize 
d  mosomal'attachments,  large  -^erceuar  con- 
nections were  frequently  seen,   ^he  regular  packing 
of  the  microvilli  was  dramatically  displayed   _ 
dispte  their  beaded  appearance.   The  -d , mens lonal 
structure  of  the  brush  border  was  easily  studied 
^Uh  Scanning  electron  microscopy,   mitochondria 
and  lysosomes  appeared  as  spherical  objects  of 
varying  diameter,  and  could  not  be  d  stinguished 
frol  each  other  at  the  level  of  re-' u  ion  used 
No  evidence  of  nuclear  pores  could  be  ^een  and 
the  limiting  membrane  appeared  as  a  smooth  struc 
ture  in  the  scanning  electron  microscope. 

(.inR  IMMUNOHISTOCHEMICAL  LOCALIZATION  OF 

^^°^      ErEROKINASE  IN  THE  PORCINE  INTESTINE. 
If    )      Takano.  K.  (Kitasato  U.  Sch.  Med., 
^'a;!go;i:-k:n:  Japan),  T.Suzuki  and  K.Yasu^^ 

Okajim2S  Folia  Anat.    Jap.    i^Sd )  :  1  5-27,  1971. 
Cells  which  demonstrated  '"^ense  fluorescence  in 
the  small  intestine  were  apparently  goble  ceUs^ 
There  was  no  difference  in  the  goblet  cell  fl^o^es 
lence  intensity  between  that  in  the  -cous  ep^h 
Hum  and  that  in  the  intestinal  gland   The  amount 
of  fluorescent  material  in  each  S^hlet  cell  varied 
depending  upon  the  phase  of  the  secretory  cycle. 
nThe  pre-secretory  stage,  the  fl-°^«=-«  f  ^ 
found  diffusely  spread  in  the  cytoplasm.   Some 
goblet  cells  contained  the  fluorescent  s^b  tance 
?n  a  concentrated  form  in  the  ap  cal  cytopla  m 
while  others  had  'esseramounts  in  the  gran  a 
pattern.   The  accumulation  of  the  material  m 

apical  cytoplasm  makes  some  P'-^^'"'^^ '°"  °|  '^'3 ,  ^y 
cytoplasm  in  the  intestinal  lumen   The  ntens  Y 
of  the  fluorescence  was  lower  in  the  goblet  eel  s 
of  the  arge  intestine  than  in  those  of  the  small 
intestine,  though  the  goblet  cell  is  more  abundant 
In  The  former  than  in  the  latter.   Toget  er  w  h 
alkaline  phosphatase,  non-specific  esterase  and 
:1th  amma-A.'enterkinase  appa-t  y  o  ges  -  the 
goblet  cell.   The  enzyme  may  hydrolyze  several 
peptidase  in  the  large  intestine  rather  than 
act  vate  trypsinogen  in  the  small  intestine. 


6309      MORPHOLIGICAL  STUDIES  OF  REJECTION  IN 

CANINE   JEJUNAL  ALLOGRAPHS.       (E.)      Holmes, 
1      T        M     S      Klein,    S.    J.    Winawer    (Mem.    Hosp. , 
i;w  Yirk".   n:   Y.)    a^d  J.    G.    Fortner.      Gastroenterology 
61  (5)  ••693-706,   1971- 

Sequential    observation  of   the    rejection   process 
rclnine   jejunal    allografts   and   no-a     -n    -^ 
with  Thiry-Vella    loops    is    reported.      The  control 
g  ^up  with  Thiry-Vella    loops    looked  -rma.   con- 
tinued  to   secrete  and  exhibited   normal    peristalsis 
throughout    the   6   months   of  observation.      No 
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difference  was  noted  between  those  controls  that 
received  immunosuppressive  therapy  and  those  that 
did  not.   Dogs  with  jejunal  allografts  and  no 
immunosuppressive  therapy  showed  an  average  allo- 
graft survival  time  of  8  days  as  opposed  to  the 
allografts  in  dogs  with  immunosuppressive  treat- 
ment that  lasted  from  5-125  days,  with  an  average 
graft  survival  time  of  25  days.   As  soon  as  one 
hr  after  transplantation,  allografted  animals 
showed  mucosal  changes  of  shortening  and  blunting 
of  the  villi  with  mucosal  flattening.   Crypt  cell 
necrosis  followed  by  villus  and  deep  layer  destruc- 
tion with  infiltration  of  the  mucosa  were  present. 
An  increase  in  the  number  of  mitotic  figures  was 
seen  in  the  crypts  within  1  hr.  of  operation. 
Most  of  these  inital  changes  reverted  to  normal 
within  Ih   hr.   With  progressive  rejection,  the 
villus-crypt  ratio  decreased  while  the  mitotic 
index  increased.   Dogs  receiving  immunosuppressive 
therapy  showed  similar  changes  in  mitotic  index 
and  villus-crypt  ratios  as  those  not  receiving 
the  therapy,  but  the  course  of  rejection  was  more 
prolonged.   All  allografts  demonstrated  a  rejection 
pattern  that  was  easily  recognizable  and  predictable 
using  sequential  morphological  observations  and 
this  technique  is  potentially  useful  in  monitoring 
reject  ion. 


6310      THE  DISTRIBUTION  OF  ESTERASE  IN  THE  RAT 

SMALL  INTESTINE.   (E.)   Kawashima,  T. 
(Okayama  U.  Med.  Sch.,  Japan).  Acta  Med.    Okayama 
2')  (A):  389-398,  1970. 

Light  microscopy  showed  that  i ndoxyl acetate 
esterase  activity  was  present  in  the  cytoplasm  of 
columnar  cells,  particularly  at  the  apices  of  the 
villi,  in  frozen  sections  of  rat  jejunum.   The 
striated  borders  and  nuclei  of  absorptive  cells 
and  whole  goblet  cells  were  all  es terase-nega t i ve . 
In  unfrozen  blocks  the  striated  borders  of  epithe- 
lium at  the  apices  of  villi  had  greater  esterase 
activity  than  those   in  the  deeper  portions  of 
the  crypts  of  Lieberkijhn,  and  the  cellular  borders 
of  the  goblet  cells  also  had  pronounced  esterase 
activity.   Under  the  electron  microscope  unfrozen 
sections  of  jejunum  showed  esterase  activity  on 
the  membrane  of  microvilli  on  absorptive  cells 
and  in  the  bordering  membrane  of  goblet  cells. 
Other  elements  in  jejunal  epithelial  cells  were 
all  esterase-negat i ve.   Some  artefacts  were  found 
in  frozen  blocks  of  rat  jejunum. 


6311      GLUCOSE  6-PHOSPHATASE  ACTIVITY  IN  THE 

INTESTINAL  EPITHELIUM  OF  THE  MOUSE. 
(E.)   Hugon,  J.  S.  (U.  Sherbrooke  Med.  Ctr., 
Quebec,  Canada),  D.  Maestracci,  and  D.  Menard. 
J.    Histoahem.    Cytoahem.     19(9) : 515-525,  1971. 

Swiss  ICR  male  mice  were  fasted  for  21  hours  be- 
fore sacrifice  and  removal  of  samples  of  the 
duodenum,  jejunum,  ileum  and  colon.   The  activity 
of  glucose-6-phosphatase  was  assayed  in  whole 
homogenates  of  these  tissue  samples.   Enzyme 
activity  (expressed  as  100  X  pM  phosphorus 


1 iberated/min/mg  protein)  was:   duodenum,  1.14; 
proximal  jejunum,  1.57;  middle  jejunum,  2/31; 
distal  jejunum,  1.86;  ileum,  0.22;  and  colon, 
0.13.   By  light  microscopy  it  was  seen  that  the 
maximum  activity  within  each  intestinal  segment 
was  in  the  median  part  of  the  villi.   In  most 
cases  enzyme  activity  was  localized  in  the 
absorbing  cells.   In  the  epithelial  cells,  enzyme 
activity  was  observed  by  electron  microscopy  in 
the  smooth-  and  rough-endoplasmic  reticulum  and 
in  the  nuclear  envelope,  but  not  in  the  cisternae 
of  the  Golgi  apparatus. 


6312      HOW  FREQUENTLY  IS  A  PALPABLE  LIVER  TO 

BE  FOUND  DURING  SYSTEMATIC  EXAMINATION 
OF  AN  APPARENTLY  HEALTHY  POPULATION?   (E.)   Cerlek, 
S.  (U.  Zagreb  Dr.  0.  Novosel  Med.  Sch.,  Yugoslavia), 
J.  Sivacki,  S.  Brzovic,  D.  Krasulja  and  B.  Mostovac! 
Acta  Hepatosplenol.    (Stuttg.)    18(5) : 397-402,  1971. 

The  frequency  of  palpable  livers  during  a  system- 
atic examination  of  an  apparently  healthy  popu- 
lation was  determined  in  1101  subjects  from  a  rural 
village  (Gradina).   In  approximately  k2%   of  the  515 
examined  males  and  k3%   of  the  586  examined  females, 
the  liver  was  palpated  below  the  right-rib  arc 
along  the  midclavicular  line.   Up  to  age  20  the 
liver  was  soft  3  times  more  frequently  than  it  was 
medium  hard,  while  up  to  age  40,  a  medium  hard 
liver  was  found  twice  as  frequently  as  a  soft  one, 
and  between  the  ages  of  40  and  60  almost  3  times 
more  frequently.   Size  and  consistency  of  the 
liver  seem  to  be  inversely  related  in  this  popu- 
lation.  Approximately  35^  of  the  subjects  had 
gastrointestinal  disorders  and  difficulties  with 
no  significant  difference  in  palpability  of  the 
liver  between  those  with,  and  those  without 
gastrointestinal  problems. 


6313      A  CYTOCHEMICAL  STUDY  OF  LIVER  PROLIFER- 
ATION AND  EXPERIMENTAL  LIVER  DISORDERS 
IN  THE  RAT.   (E.)   Ekelund,  P.  (U.  Helsinki  2nd 
Dept.  Pathol).  Acta  Pathol.    Microbiol.    Sound 
[A]    79(5):445-454,  1971. 

A  cytochemical  study  was  done  on  rat  liver  fol- 
lowing partial  hepatectomy,  a-naphthyl  isothio- 
cyanate  poisoning  (45  mg/kg  p.o.  through  a  stomach 
tube  for  I-15  days),  or  th ioacetami de  intoxication 
(200  mg/kg  i.p.).   After  hepatectomy,  hepatocyte 
cytoplasm  exhibited  marked  fat  vacuolization;  the 
basic  canalicular  pattern  was  distributed  by  ex- 
tensive branching,  as  evidenced  by  staining  for 
naphthylamidase;  and  activities  of  g-gl ucuron idase 
and  succinate  dehydrogenase  were  increased.   A 
biphasic  proliferation  pattern  was  observed  after 
thioacetamide  injection.   An  initial  stage  of  bile 
canalicular  branching  was  followed  by  hepatocel- 
lular damage  and  then  by  a  second  stage  of 
canalicular  branching.   Bile  canalicular  dilatation 
was  a  main  feature  during  a-naphthyl  i soth iocyanate 
administration.   S-Gl ucuronidase  but  not  succinate 
dehydrogenase  was  increased  following  the  isothio- 
cynate.   These  results  seem  to  offer  useful 
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cytochemical  criteria  of  hepatocellular  pro- 
liferation. 


63U      CORTICOSTEROID  EFFECT  ON  HEPATIC 

COLLAGENS.   (E.)   Hirayama,  C.  (Kyushu 
U.  Fac.  Med.,  Ful<uoka,  Japan),  I.  Morotomi ,  and 
K.  Hiroshige.  Experientia   27(8)  :893-89'4,  1971. 

Administration  of  cortisone  acetate  (1  mg/lOO  ^ 
g/day  i.m.  for  5  days)  to  rats  caused  a  reduction 
in  the  contents  and  specific  radioactivities 
(incorporation  of  l^^C-prol  ine)  of  hepatic 
collagens,  particularly  neutral  soluble  collagen. 
In  the  livers  of  cortisone-treated  rats  collageno- 
lytic  activity  was  recovered  primarily  in  the 
nuclear  and  lysosomal  fractions.  Cortisone 
increases  lysomal  col lagenolyt ic  activity  in  the 
liver,  but  it  is  not  clear  whether  this  activity 
originates  in  the  hepatocytes  or  mesenchymal. 
Induced  col  1 agenolyt ic  activity  in  the  nuclear 
fraction  is  attributed  to  activity  in  mesenchymal 
cells  which  contaminate  this  fraction.  The 
effect  of  cortisone  on  liver  collagens  could  be 
explained  either  by  inhibition  of  anabolism  in 
fibroblasts  or  by  induction  of  catabolism.   In- 
soluble collagen  appears  to  be  metabol ical ly 
inert. 


6315 


ANATOMY  OF  STOMACH  OF  RAT.   (E.) 

Way,  L.  W.  (U.  California  Dept.  Surg., 

San  Francisco). 

1971. 


Gastroenterology   61  (3)  :'»1  3-'»l'^, 


6316 


RAT  INTRINSIC  FACTOR,   PARTIAL  PURIFICA- 
TION AND  CHARACTERIZATION.   (E.) 
Ashworth.  L.  A.  E.  (Stanford  U.  Sch.  Med.,  Calif.) 
and  K.  B,  Taylor.  Bioahim.    B%ophys.   Acta   ii^Ki) ■ 

k(>%-m,  1971. 


6320 


A  SIMPLE  METHOD  FOR  THE  ISOLATION  OF 
RAT  LIVER  CELL  PLASMA  MEMBRANES  IN 
ISOTONIC  SUCROSE.   (E.)   Nigam,  V.  N.  (Notre-Dame 
Hosp.  Inst.  Cancer,  Montreal,  Quebec,  Canada), 
R.  Morals  and  S.  Karasal<i.  Bioahim.    Biophys  Acta 
2'»9(l):3't-'tO,  1971. 


63''1      SIZE  DISTRIBUTION  OF  MEMBRANE  PROTEINS 

OF  RAT  LIVER  AND  THEIR  RELATIVE  RATES 
OF  DEGRADATION.   (E.)   Dehlinger,  P.  J.  (Stanford 
U  Sch.  Med.,  Calif.)  and  R.  T.  Schimke.  J.    Btol. 
Chem,    2Ji6(8):257'f-2583,  1971. 


6322      A  CIRCULAR  DICHROISM  STUDY  ON  THE 

CONFORMATION  OF  DNA  IN  RAT  LIVER 
CHROMATIN.   (E.)   Matsuyama,  A.  (Natl,  Cancer 
Ctr.  Res,  Inst.,  Tokyo),  Y,  Tagashira  and  C. 
Nagata,  Bioahim.    Biophys.    Aata   2^40(2) :  l81»- 190, 
1971. 


6323      ULTRASTRUCTURAL  CHANGES  IN  THE  CYTOPLASM 

OF  HEPATIC  CELLS.  (E.)  Rouiller,  C 
(Inst.  Histol.,  Geneva,  Switzerland).  Triangle 
9(6):209-219,  1971. 


6^2't      ULTRASTRUCTURAL  AND  MORPHOMETRIC 

INVESTIGATION  OF  LIVER  PARENCHYMAL 
CELLS  IN  THE  RAT  AFTER  ADMINISTRATION  OF 
CHOLERETIC  AGENTS.   (Ger.)   Bi anchi ,  L.  (U.Basel 
Pathol.  Inst.,  Switzerland),  R.  Ott  and  H  P. 
Rohr.  Aata  HepatospUnol.    (Stuttg.)    10(4): 
305-312,  1971. 


6317      CYTOLOGIC  FEATURES  OF  THE  EXOCRINE 

PANCREATIC  CELL  IN  THE  NEWBORN  MOUSE. 
(Fr  )   Nugeyre,  P.  (Sch.  Med.  Pharm.,  Clermont/ 
Ferrand,  France).  C.   R.    Soa.    Biol.    (Paris) 
164(8-9):1693-169'*,  1970. 


6^25      THE  DISTRIBUTION  OF  THALLIUM  IN  KIDNEY 
AND  LIVER  IN  LETHAL  THALLIUM  POISONING. 
(Ger.)   Weinig,  E.  (U.  Erlangen  Nuremberg  Inst. 
Leg.  Med.,  Germany)  and  W.  Walz,  Arah. 
27(3-'t):217-225,  1971. 


Toxiaol. 


6318      THE  CONNECTIVE  TISSUE  SKELETON  OF  THE 

LIVER.  (Sp.)  Alvarez  Morujo,  A. 
(U.  Salamanca  Sch.  Med.,  Spain).  An.  Anat. 
(Granada)   20  ('♦9) :  5-1 8,  1971. 


6326      FLUOROMETRIC  DETERMINATION  OF  VITAMIN 

A  IN  HUMAN  BLOOD  AND  LIVER.   (E.) 
Thompson,  J.  N.  (Dept.  Natl.  Health  Welfare 
Ottawa,  Ontario,  Canada)   P.  \\f%l^_l'    ^  ^^  ^"' 
T.  K.  Murray.  Bioahem.   Med.    5(1):67-B9,  i^/'. 


6319      PORTOSYSTEMIC  COMMUNICATIONS  IN  THE 
CAT.   (E.)   Khan,  I.  R.  (Washington 
State  U.  Dept.  Vet.  Anat.,  Pullman,  Wash.)  and 
r5ttu;s.  Res.    vet.    Sai.    1 2(3)  :21 5-218.  1971. 


6327      GAS-LIQUID  CHROMATOGRAPHIC  ANALYSIS  OF 

CARDIOLIPIN  FROM  FETAL  AND  MATERNAL 
LIVER  OF  THE  RAT.   (E.)  Winkler,  L.  (Friedrich 
Schiller  U.  Inst.  Pathol.  Physiol.,  Jena,  Germany) 
N  F.  Buanga  and  E.  Goetze.  Bioahim.    B%ophys. 
Acta   231(3):535-536,  1971. 
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6328  THE  LOCALIZATION  OF  SERUM  ALBUMIN  IN 
HUMAN  LIVER  CELLS.   (E.)   Brozman,  M. 

(Komensky  U  Sch  Med..  Bratislava.  Czechoslovakia) 
Aata  Hzstoohem.    (Jena)   39(1) :89-I00,  I97I. 

6329  LIVER  IRON  STORES  IN  DIFf^ERENT 
POPULATION  GROUPS  IN  SOUTH  AFRICA   (E  ) 

Charlton.R.  W.  (U.  Wi  twatersrand  Dept.  Pharmacol'., 
South  Africa).  T.  H.  Bothwell  and  F.  G.  H  Mavet 
S.   Afv.   Med.   J.    45(19):  52^.-529,  1971       ^ 


(Cornell  U.  Grad.  Sch,  Nutr.  Ithaca,  N. 
J.   Biol.   Chem.    246(8)  :26'»5-26'«9,  I97I. 


6335 


Y.). 


ALBUMIN  IN  EPITHELIAL  CELLS  OF  INTRA- 
HEPATIC BILE  DUCTS  IN  MAN.   (E.) 

Brozman,  M.  (Komensky  U.  Pathol.  Inst. 

Bratislava,  Czechoslovakia).  Acta  Histoahem. 

(Jena)   39(1 ): 1 73-1 75.  1971. 


I 


6330      EXPERIMENTAL  STUDIES  ON  THE  NUTRITION 

AND  OXYGEN  SUPPLY  OF  HEPATOCYTES 
ACCORDING  TO  THEIR  LOCATION  IN  THE  LIVER  LOBULE 
(Ger.)   Warchol,  J.  B.  (Med.  Acad.  Inst.  Histol* 
39(lh8i:88°'?9;i  ''°''"'^^-  '^<'*^  ^^'iochem.    (Jem) 


6331      ON  THE  STRUCTURE-LINKED  SEDIMENTAB I L ITY 

/r  ^   „   ?''  ^'^'^   ^'^^"^  S-N-ACETYLGLUCOSAMINIDASE. 
(E.;   Baccmo,  F.  M.  (Univ.  Turin  Inst.  Gen 
Pathol.,  Italy)  and  M.  F.  Zuretti.  Bioahim. 
Bvophys.   Aota   235(2) :353-357,  1971 


6332      THE  PURIFICATION  AND  PROPERTIES  OF  THE 

^"^^'^1'^^"°"^^'-''^^^"^^  DEGRADING  SYSTEM 
OF  PIG  LIVER.   (E.)   Tudball,  N.  (Univ.  Coll 
South  Wales,  Dept.  Biochem.,  Cardiff),  p.  Thomas 
and  R.  Bailey  Wood.  Bioahem.    J.    121  (5)  .-747-752 
1 971 .  ' 


6333      HISTONE  PHOSPHOKINASE  ACTIVITY  IN  NUCLEAR 

AND  CYTOPLASMIC  CELL  FRACTIONS  FROM 
NORMAL  AND  REGENERATING  RAT  LIVERS   (E  ) 
Siebert,  G.  (U.  Oxford  Dept.  Biochem.,  England), 
721-725  1971  ""'  ^'   ^^°^^^'''     ^^oohem.   J.    122(5): 


6334      STIMULATION  OF  PHOSPHOLIPID  EXCHANGE 

BETWEEN  MITOCHONDRIA  AND  ARTIFICIALLY 
PREPARED  PHOSPHOLIPID  AGGREGATES  BY  A  SOLUBLE 
FRACTION  FROM  LIVER.   (E.)   Zilversmit,  D.  B. 


6336      HEPATIC  LESION  FOLLOWING  PARTIAL 

EXPERIMENTAL  LIGATION  OF  THE  SUPRA- 
HEPATIC  VENA  CAVA.   HISTOLOGICAL  AN J  ULTRA- 
TRUCTURAL  INVESTIGATIONS.   (Fr.)   MaHe  Guy 
(Edouard  Herriot  Hosp.,  Lyon,  France),  Y. 
Manda.ron  and  T  Debiec.  Ann.    Gastroenterol. 
Hepatol.    (Pojns)    7(2) : 99-1 1 8,  1 97) . 
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EFFECT  OF  NEUTRON  GAMMA-RADIATION  ON 
,,„JJ1^   MORPHOLOGY  OF  THE  MUCOSA  OF  THE 
INTESTINE  OF  GERMFREE  AND  CONVENTIONAL 

(EJ   Jervis.  H.  R.  (Walter  Reed  Army  Med. 
Washington,  0  C.).  M.  M.  McLaughlin  and 
Johnson.  Radzat.   Res.    45(3) :6l3-628  1971 


A  METHOD  FOR  PREPARING  STABLE  DENSITY 
GRADIENTS  AND  THEIR  APPLICATION  FOR 
FRACTIONATION  OF  INTESTINAL  MUCOSAL  CEUS    E  ) 
Huebers,  H.  (u.  Saarland  Inst.  Biochem.,  Hom  urg/ 
Saar  Germany).  E.  Huebers.  J.  Simon  and  W. 
Forth.  Lzfe  Sai.    [ii]    10(7) :377-384.  1971. 

6339      ASYMMETRIC  DISTRIBUTION  OF  OUABAIN- 

SENSITIVE  ATPase  ACTIVITY  IN  RAT 
INTESTINAL  MUCOSA.   (E  )   Fuiit;,  m  (tZ       »  . 
U   <;rh   M,.^  >   u  \i     .   '^"J"^3.  M.  (Tokyo  Med. 
U.  Sch.  Med.)   H.  Matsui.  K.  Nagano  and  M  Nakao 
Bzoohzm.    Bzophys.   Aota   233  (2) :404-408.  I971. 


6340      A  NEW  SMALL  INTESTINE  HORMONE.   (Ger  ) 
Ottenjann.  R.  (German  Diagn.  Clin. 


S..  .„„  „„„.,„,  ,3*5,  6.„5,  «„,  ,„,,  ,,34,  ,,33,  ,,3„,  ,„^^  ^_^^^^  ^^,^^  ^^^^^  ^^^^^  ^^^^ 
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631,1      STUDIES  ON  GASTRIC  ABSORPTION  OF  LIPIDS 
IN  THE  SUCKLING  RAT.   (E.)   Egelrud,  T, 
(U.  Umea  Dept.  Physiol.  Chem.,  Sweden),  T„ 
Olivecrona,  and  H.  Helander.  Saand.    J.    Gastro- 
enterol.   6(i4):329-333,  1971. 

Ten-day-old  Sprague-Dawley  rats  underwent  pyloric 
ligation  with  insertion  of  a  P'^stic  cannu  a 
Into  the  stomach  through  wh.ch  labeled  fats, 
fatty  acids,  cholesterol,  and  cholesterol 
pa  mitate  w;re  instilled  into  the  stomach  for  up 
So  1  hr.   After  these  intervals  the  stomach  and 
its  consents  were  assayed  for  label  and  expired 
air  for  labeled  CO,  as  an  indication  of  net 
a  orption  of  the  Compounds.  When  the  stomach 
was  treated  as  a  closed  system,  If g^^^^""^/^  °; 
octanoic  and  decanoic  acid  were  absorbed   but  no 
net  absorption  of  lauric  acid,  oleic  acid 
t?  oteate'  cholesterol,  or  cholesterol  palm,  ate 
occurred.  Gastric  absorption  of  octanoic  acid 
was  creater  during  the  initial  15-min  period  than 
Tri   successive'intervals.  Thus,  -ckl ing  rats 
readily  absorb  medium-chain  fatty  acids  but  not 
long-chain  fatty  acids,  triglycerides,  partial 
glycerides,  cholesterol,  or  cholesterol  esters. 
Medium-chain  fatty  acids  are  probably  absorbed 
by  diffusion  through  the  gastric  mucosa. 


63^2 


ELECTRICAL  PROPERTIES  OF  ISOLATED  CELLS 
OF  NECTURUS  GASTRIC  MUCOSA.   (E.) 
Blum,  A.  L.,  B.  I.  Hirschowitz,  H.  F.  Helander, 
and  G.  Sachs  (VA  Hosp.,  Birmingham  Ala.). 
Biochim.   Biophys.   Acta   2M (2) :26l-272,  1971. 

Studies  were  made  with  micropuncture  '^  '^^If^J 
surface  epithelial  cell  and  oxynt.c  ce  1 s  and  in 
intact  isolated  tubules  from  the  gastric  mucosa 
;  'Necturus.  The  electric  potentials  -re  s  milar 
to  tT^ose  of  identical  cells  in  intact  Qast nc 
mucosa,  but  the  membrane  resistance  '"  '^^^J^^^ 
cells  was  100  times  greater  than  that  in  intact 
Dreoaratlons.  When  the  concentration  of  K  was 

Se  sei  from  k   to  18.5  mM  and  the  Na-  con-J  -- 
tion  was  correspondingly  decreased  the  Potential 
difference  of  isolated  oxyntic  eel  1 s  decreased 
by  7  millivolts.  As  a  result  of  3-d  mensional 
glandular  infolding,  the  measured  resistance  was 
found  to  be  only  1/2  of  the  calculated  value. 

63i43      GLUCOSE  BINDING  BY  INTESTINAL  BRUSH 
BORDERS  OF  RATS.   (E.)   Olsen,  W.  A. 
(Madison  VA  Hosp.,  Wis.)  and  L.  Rogers.  Comp. 
Biochem.   Physiol.    39(33) =617-625,  1971. 

intestinal  brush  border  preparations  from  male 
loUzman  rats  (RaUu^  non^e^icu^)  boun  D-g  ucose 
in  preference  to  L-glucose  and  mannitol.  The 
binding  of  D-glucose  to  brush  borders  was  twice 

at  to  mucosal  homogenates.  The  amount  o^   m  -g 
varied  directly  with  the  number  of  brush  borders. 
D-qlucose  did  not  bind  to  rat  liver  homogenates 
Lt  did  bind  to  brush  borders  from  germ-free  rats. 


ruling  out  the  possibility  of  nonspecif icb.nd ing 
to  protein  and  uptake  by  bacterial  contaminants. 
The  binding  of  D-glucose  by  the  brush  borders 
was  found  to  be  a  saturable  process  and  a 
Lineweaver-Burke  plot  was  linear  with  2  uM. 
Galactose  competitively  inhibited  the  binding  of 
D-gldcose  to  brush  borders.   Binding  was  also 
inhibited  by  cold,  presence  ^^  Phlo"" 'f  ' '^ '  f  J 
omission  of  sodium  from  the  medium,  but  not  by 
anoxia.  These  findings  suggest  that  the  specific 
uptake  of  D-glucose  by  rat  brush  borders  is 
related  to  intestinal  glucose  absorption. 

63/,/,      TRANSPORT  CHARACTERISTICS  OF  THE  AMINO 

ACID  ANALOGUES.  CYCLOSERINE  AND  a- 
METHYLDOPA.  USING  RAT  SMALL  INTESTINE  IN.  VrTRO . 
(E.)   Wass,  M.  (Chelsea  Coll.  Sci . Jechnol . , 
London)  and  D.  F.  Evered.  Life  Sc^.     \II\ 
10(17):1005-1013,  1971. 

In  everted  sacs  and  everted  segments  of  rat  small 
intestine  neither  D-  nor  L-cycloser . ne  was 
transported  against  a  concentration  gradient, 
transport  of  D-cycloser i ne  was  linear  with 
concentration  down  a  =°"<^«^tration  gradient. 
D-cycloserine  was  apparently  absorbed  across  the 
intestinal  mucosa  by  simple  Passive  diffusion. 
Ihe  failure  of  alanine,  a  structural  analogue, 
to  inhibit  uptake  of  D-cycloseri ne  is  also 
consistent  with  simple  diffusion  a<:';°"^the 
intestinal  mucosa.  Neither  L-a-methyldopa  nor 
-5opa  was  transported  against  ^  <:oncentra  on 
gradient.   In  both  cases  a  '^^^^ \^%\^'='}; J^J  ^    '" 
'the  concentration  in  the  serosal  f  uid  may 
indicate  metabolic  loss.  Transport  of  L  and 
methyldopa  down  a  concentration  gradient  was 
stow!  Although  transport  of  the  L-isomer 
occurred  somewhat  more  rapidly  than  the  D-Jsomer, 
the  difference  was  not  statistically  =  gnifican  • 
Previous  findings  have  suggested  that  L-a-methyl 
dopa  participates  in  the  transport  system  fo 
monoaminocarboxylic  acids,  '^^f ^'••.  "'^   ^ 
of  transport  was  also  demonstrated  with  acidic 
and  basic  amino  acids,  suggesting  a  more  general 
type  of  inhibition. 


63^45 


SYNTHESIS  AND  TRANSPORT  OF  LIPOPROTEIN 
PARTICLES  BY  INTESTINAL  ABSORPTIVE 
CELLS  IN  MAN.   (E.)   Tytgat.  G  N.  (U  Leuven 
Dept.  Med.,  Belgium),  C  E.  R^'b.n  and  D  R 
Saunders.  J.  Clin.    Invest.    50 (10): 2065  207». 
1971. 

Fasting  human  jejunal  biopsies  were  studied  by 
e'ctron  microscopy  after  specia  staining  o 
determine  where  the  human  intestine  sy^the^jes 
lipoprotein  particles  and  how  these  Part  c  " 
gain  access  to  the  girculation.  Lipoprotein 
□articles  (150-650  A  in  diameter)  were  seen 
;thn  the  smooth  endoplasmic  reticulum  and 
GO  g  c  sternae  of  absorptive  "Is  covering  the 
tips  of  jejunal  villi,  but  not  within  the  lumen, 
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microvilli,  or  terminal  web  area.   By  a  process 
of  reverse  micropinocytos i s  these  particles  seemed 
to  exist  from  the  cell,  enter  the  extracellular 
matrix  of  the  lamina  propria  and  then  enter  the 
lacteal  lumina.   Ul t racentr ifugat ion  studies  re- 
vealed that  these  particles  were  similar  in  size 
distribution  to  very-low-dens i ty  lipoprotein 
particles  found  in  plasma.   During  absorption  of 
a  fatty  meal,  the  size  distribution  of  lipid 
particles  extracted  from  jejunal  biopsies  changed 
from  that  of  the  smaller  lipoprotein  particles 
toward  that  of  the  larger  chylomicrons.   During 
fat  absorption  the  percentage  of  triglyceride  in 
the  lipid  particles  was  increased.   Thus,  chylo- 
microns may  be  derived  from  intestinal  lipoprotein 
particles  via  expansion  of  the  triglyceride 
compartment. 


63^6      UNIDIRECTIONAL  Na  FLOW  IN  RAT  JEJUNUM 

BEFORE  AND  DURING  INTRAVENOUS  INFUSION 
OF  0.91  NaCl.   (E.)   Hornych,  A.  (Tenon  Hosp., 
Paris;, _N.  Loreau,  and  G.  Richet.  Rev.   Eur.   Etud. 
CUn.   Biol.    16(7):673-678,  1971. 

Sodium  transport  in  the  jejunum  of  Sprague-Dawley 
rats  was  studied  by  using  an  in  vivo  perfusion 
method.   In  animals  on  a  normal  liTT  d let ,  from 
the  start  of  i.v.  infusion  of  0.9%  NaCl,  transfer 
was  modified  and  net  absorption  fell  and  was 
replaced  by  an  exsorption  which  increased  during 
the  last  period.   Plasma  sodium  remained  essential 
unchanged.   In  k   rats  on  a  normal  salt  diet  who 
were  involved  in  a  prolonged  experiment  the 
changes  in  net  transfers,  which  followed  the 
same  pattern  as  in  the  above  group,  were  due  to 
a  marked  increase  in  the  outflow  which  rose  from 
35.3±5.3  uEq/hr/cm  immediately  before  NaCl 
infusion  to  49.8+5.5  pEq/hr/cm  in  the  third 
experimental  period.   In  a  group  of  8  sodium- 
depleted  rats,  the  results  concerning  net  trans- 
fers and  inflow  were  similar  to  those  observed 
in  the  prolonged  experiment  in  rats  on  a  normal 
diet.   The  variations  in  net  transfer  are  due  to 
back-diffusion  of  Na+.  The  latter  is  not  linked 
to  changes  in  the  concentration  gradient  which 
remains  constant. 


6347      ACTIVE  F-  TRANSPORT:   SPECIES  AND  AGE 

EFFECTS  WITH  RODENT  INTESTINE,  IN  VITRO. 


(E.)   Parkins,  F 


M.  (U.  Iowa  Coll, 


-.   ^   „.  ,  -.       ■  -  — ...Dent.,  Iowa 

CityK  B%o6hrm.   Bvophys.  Aata   241 (2) :507-5]2, 

Fluoride  transport  was  measured  across  everted 
sacs  of  terminal  ileum  from  8-10-week-old  male 
rats,  gerbils,  guinea  pigs,  and  hamsters.  There 
was  net  accumulation  of  fluoride  in  the  mucosal 
f  uid  and  a  net  loss  of  fluoride  from  the  serosal 
fluid  in  sacs  from  rats,  hamsters,  and  gerbils. 
The  highest  rates  of  active  transfer  occurred  in 
sacs  from  gerbils  and  hamsters.   In  guinea  pig 
intestine  the  loss  of  fluoride  from  the  mucosal 
fluid  was  about  1/3  of  the  fluoride  lost  from 
the  serosal  fluid.  When  SO5  was  substituted  for 


CI"  on  the  serosal  side  of  sacs  from  gerbil 
ileum,  no  change  occurred  in  the  net  movement  in 
either  the  serosal  or  mucosal  compartments, 
whereas  when  SO4-  was  substituted  for  CI"  in  the 
mucosal  compartment,  there  was  a  net  loss  of 
fluoride  in  the  mucosal  fluid  and  no  significant 
change  in  total  fluoride  within  the  serosal 
compartment.   In  ileal  sacs  from  4-1 8-week-old 
rats  and  gerbils  active  fluoride  transport 
decreased  with  increasing  age.   Fluoride  secretion 
by  active  transport  also  occurred  in  sacs  of 
jejunum  and  large  intestine  from  gerbils,  con- 
firming that  the  process  takes  place  alone  the 
entire  length  of  the  rodent  intestine. 

6348      THE  EFFECTS  OF  ANTACIDS  ON  THE 

ABSORPTION  OF  ORALLY  ADMINISTERED 
PENTOBARBITAL  IN  THE  RAT.   (E.)   Hurwitz  A   (U 
Kansas  Med.  Ctr.,  Kansas  City)  and  M.  B.'sheehan. 
J.    Pharmacol.    Exp.    Ther.    179(0:124-131,  I971. 

While  control  animals  lost  the  righting  reflex 
6  min  after  p.o.  administration  of  pentobarbital 
(60-80  mg/kg  through  a  stomach  tube)  animals 
which  were  pretreated  with  either  milk  of  magnesia 
or  aluminum  hydroxide  had  not  done  so  by  17-20 
min.   Both  antacids  caused  an  increased  retention 
of  the  hypnotic  in  the  stomachs,  lower  serum 
pentobarbital  levels  and  a  delay  in  the  onset  of 
pentabarbital-induced  sleep.   The  gastric  pH, 
which  was  increased  to  7.5  by  sodium  pentobarbital, 
was  further  raised  by  magnesium  hydroxide  which 
shifted  the  pentobarbital  to  the  ionized  un- 
absorbable  form,  whereas  aluminum  hydroxide 
lowered  the  pH.   Aluminum  hydroxide  acts  by 
retarding  gastric  emptying,  markedly  increasing 
the  fluid  volume  and  pentobarbital  retention  in 
the  stomach.   This  property  is  shared  by  other 
aluminum  salts,  especially  the  more  soluble  and 
dissociable  salts  (sulfate,  nitrate)  rather  than 
the  insoluble  acetates.  Aluminum  chloride  causes 
greater  pentobarbital  retention  than  atropine 
sulfate.  Trivalent  cations  (aluminum  and 
lanthanum),  but  not  divalent  cations  (magnesium 
and  calcium),  delayed  the  onset  of  sleep  for  at 
least  20  min.   An  antacid  containing  both 
magnesium  and  aluminum  hydroxides  retards  sodium 
pentobarbital  absorption,  lowering  blood  and 
brain  levels  of  the  hypnotic,  and  delaying  its 
pharmacologic  effect. 


6349      STUDIES  ON  THE  ABSORPTION  AND  METABOLISM 

OF  FOLIC  ACID.   I.   FOLATE  ABSORPTION 
IN  THE  DOG  AFTER  EXPOSURE  OF  ISOLATED  INTESTINAL 
SEGMENTS  TO  SYNTHETIC  PTEROYLPOLYGLUTAMATES  OF 
VARIOUS  CHAIN  LENGTHS.   (E.)   Baugh,  C.  M.  (U. 
Alabama  Sch.  Med.,  Birmingham),  C.  L.  Krumdieck, 
H.  J.  Baker  and  C.  E.  Butterworth,  Jr.  J.    Clin. 
Invest.    50(10): 2009-2011,  1971. 

The  effect  of  synthetic  pteroylpolyglutamates  of 
various  chain  lengths  on  folate  absorption  by 
isolated  intestinal  segments  was  studied  in  dogs 
using  Lactobacillus  casei  and  Streptococcus 
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faecal  is  assays,  column  chromatography,  and 
quantitative  measurement  of  pter id i ne-bound 
radioactivity.  Following  the  placement  of  3  yM 
of  pteroylmono-,  di-,  tri-,  penta-,  or  hepata- 
glutamate  into  the  lumen  of  the  isolated  jejunal 
segment,  biologically  active  folic  acid  was 
detected  in  the  mesenteric  vein.   Folate  absorption 
appeared  to  be  inversely  related  to  pteroyl- 
glutamate  chain  length;  thus  the  monogl utamate 
was  absorbed  most  readily.  While  in  each  case_ 
pteroylmonoglutamate  appeared  to  be  the  predominant 
form  entering  the  blood,  pteroyldigl utamate  was 
able  to  enter  the  mesenteric  vein  soon  after  the 
introduction  of  pteroyldi-  or  triglutamate  into 
the  jejunal  lumen.  During  the  first  30  minutes 
of  passage  through  the  intestinal  mucosa  there 
was  little  or  no  conversion  of  the  glutamates  to 
reduced  or  methylated  forms.  Thus,  in  the  dog, 
both  pteroyl monogl utamates  and  pteroyldiglutamates 
can  cross  the  jejunal  mucosa  without  reduction 
or  methylation. 


6350 


INTRINSIC  FACTOR- INDEPENDENT  TRANSPORT 
OF  VITAMIN  Bi2  ACROSS  THE  GUT  OF  THE 
NEONATAL  RAT.   (E.)   Gallagher  N.  D.  (Repatriation 
Gen,  Hosp.,  Concord,  Australia)  and  K.  Foley. 
Gastroenterology   61 (3) :332-338,  1971. 

The  intestinal  absorption  and  transport  of       _ 
vitamin  Bi,  was  studied  in  neonatal  rats.  Following 
P.O.  administration  of  57co-vitamin  B12,  approxi- 
mately 90°4  of  the  dose  left  the  intestinal  lumen 
within  5  hrs,  the  rate  of  transport  reaching  a 
maximum  when  the  dose  was  50  ng.  The  vitamin  was 
most  readily  absorbed  in  the  lower  jejunum  and 
upper  ileum.  Neither  gastric  intrinsic  factor   ^ 
nor  the  vitamin  Bi2-binding  protein  in  the  mother  s 
milk  was  necessary  for  the  transport  of  vitamin 
B12   The  oral  administration  of  vitamin  B]2 
analogues  interfered  with  vitamin  transport  in 
the  intestine.  The  accumulation  of  the  vitamin 
in  the  carcass  did  not  increase  beyond  2k   hr  when 
as  much  as  20^  of  the  absorbed  dose  remained  in 
the  wall  of  the  small  intestine.   A  saturable 
intermediate  seems  to  be  involved  in  the  intestinal 
transport  of  this  vitamin  B,2.  The  decrease  in 
intestinal  radioactivity  after  Zk   hr  seems  to  be 
due  to  the  excretion  of  the  vitamin  into  the 
intestinal  lumen. 

6351      EFFECT  OF  PHOSPHATES  UPON  IRON  ABSORPTION 

STUDIED  IN  NORMAL  HUMAN  SUBJECTS  AND 
IN  AN  EXPERIMENTAL  MODEL  USING  DIALYSIS.   (E.) 
Peters  T.,  Jr.  (Mary  Imogene  Bassett  Hosp., 
Cooperstown,  N,  Y.),  L.  Apt  and  J.  F.  Ross. 
Gastroenterology   61 (3) :31 5-322,  19/1. 

The  effect  of  phosphate  salts  and  phosphate-con- 
taining foods  on  iron  absorption  was  studiedin 
healthy  volunteers  and  under  in  vitro  conditions 
approximating  those  encountered  in  the  upper 
gastrointestinal  tract  after  a  meal.   Neutra 
phosphate  salts  or  vitelline  almost  completely_ 
blocked  iron  absorption  after  p.o.  administration. 


vitelline  being  more  effective  than  a  mixture  of 
phosphates  and  egg  white.  When  neutral  sodium_ 
phosphate  was  added  to  a  ferrous  sulfate  solution 
containing  10  ug  iron/ml  at  a  pH  near  7,  the 
initial  rate  of  iron  oxidation  increased  20-fold. 
Even  in  the  presence  of  ascorbic  acid,  phosphate 
was  effective  in  depressing  ferrous  iron  levels. 
Using  a  dialysis  model  to  simulate  absorption,  ^ 
it  was  demonstrated  that  in  the  presence  of  O.l/o 
ascorbic  acid  the  added  iron  was  completely 
dialyzable  at  pH  1.3,  similar  to  the  pH  1 n  the 
empty  stomach.   At  pH  A. 2,  iron  still  dialyzed 
readily  except  when  either  egg  yolk  or  vitelline 
was  added,  and  at  pH  7.'*,  ^3%   of  the  iron 
diffused  through  the  membranes  in  the  absence  oT 
foods;  starch,  egg  white,  and  butter  had  little 
effect  on  iron  diffusion.  The  addition  of 
ascorbic  acid  depressed  the  dialysis  of  iron  to 
varying  degrees,  indicating  that  such  a  reducing 
or  complexing  agent  is  necessary  to  make  iron 
soluble  in  the  presence  of  phosphoprote 1 ns .   The 
gastric  and  intestinal  contents  with  which  iron 
comes  in  contact  seem  to  be  of  more  importance 
than  the  form  in  which  it  is  ingested. 


6^152      LOSS  OF  MACROMOLECULAR  BARRIER  FUNCTION 

ASSOCIATED  WITH  SURGICAL  TRAUMA  TO  THE 
INTESTINE,   (E.)   Rhodes,  R.  S.  (Univ.  Hosps., 
Cleveland,  Ohio)  and  M.  J.  Karnovsky,  Lab. 
Invest.    25(3):220-229,  1971, 

The  effect  of  surgical  trauma,  consisting  of 
intestinal  wall  biopsy  and  suture  closure,  on 
the  permeability  of  the  guinea  pig  smal 1 _ 1 ntest me 
to  macromolecules  was  studied  _in_  vivo  using^ 
horseradish  peroxidase  (HRP)  as  a  hi stochemical 
tracer.  Two  hours  after  the  surgical  trauma,  l\ 
of  29  animals  had  lost  macromolecul ar  barrier 
function  as  evidenced  by  the  presence  of  HRP 
within  the  mucosal  interepi thel ial  spaces,  intra- 
epithelial vesicles,  and  lacteals  as  well  as_ 
throughout  the  lamina  propria.  Loss  of  barrier 
function  occurred  for  at  least  10  cm,  in  either 
direction  from  the  site  of  the  initial  trauma. 
The  group  that  lost  barrier  function  had  signifi- 
cantly greater  serum  levels  of  HRP  than  the 
group  that  maintained  barrier  function.   Loss  of 
function  of  the  macromolecular  barrier  was  not 
due  to  the  length  of  anesthesia,  the  trauma  of 
HRP  injections,  or  the  diffusion  of  HRP  into  the 
initial  biopsy  wound.  A  macromolecular  cofactor 
was  required  for  surgical  trauma  to  induce  the 
loss  of  barrier  function.   HRP  penetrated  the 
tight  junctions  of  epithelial  cells,  causing 
morphological  changes  and  separation  of  membrane 
leaflets.  The  most  likely  mechanism  for  the 
loss  of  the  intestinal  barrier  to  macromo  ecules 
seems  to  be  an  opening  of  the  zonulae  occludentes. 


6353 


SOME  PROPERTIES  OF  A  PREPARATION  OF 
RAT  COLON  PERFUSED  m_  VITRO  THROUGH 

THE  VASCULAR  BED.   (E.)   Parsons,  D.  S.  (U. 

Oxford  Dept.  Biochem.,  England)  and  G.  Powis. 

J,  Physiol.    (Lond.)   217(3) :6'n-663.  1971. 
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A  new  procedure  is  described  for  the  perfusion 
of  the  entire  vascular  bed  of  the  rat  colon  by  a 
method  which  involves  no  interruption  in  the 
supply  of  oxygen  during  infusion  through  both 
the  inferior  and  the  superior  mesenteric  arteries. 
The  perfusate  contained  3  g  albumin/100  ml  to 
prevent  the  formation  of  excessive  serosal  exudate 
and  erythrocytes  to  maintain  adequate  oxygenation 
of  the  preparation.   Over  a  '♦-hr  period  the  mean 
rate  of  oxygen  utilization  was  9.2±0.3  pM/hr/g 
fat-free  dry  weight.   Only  when  an  antihistamine, 
promethazine  hydrochloride  (2  mg/lOO  kg  i.v.), 
was  administered  to  the  colon  donor  rat  before 
operation  did  ion  transport  rates  approach  those 
found  in  vivo;  ultrafiltration  of  the  plasma 
fluid  into  the  lumen  occurred  in  the  absence  of 
antihistamine.   The  recycled  perfusate  showed  an 
accumulation  of  vasodilatory  substances.   The 
transport  capacity  of  the  preparation  was  found 
to  decrease  with  increasing  perfusion  pressures. 
An  increase  in  the  net  lumen  to  blood  flux  of 
CO2  with  concomitant  flux  of  Na+  and  K+  in  a  12:1 
ratio  was  observed  when  CO2  was  not  added  to  the 
perfusate.  When  ammonium  was  added  to  the  lumen 
the  secretion  of  CO2  into  the  luminal  contents 
was  markedly  inhibited. 

6354      POLYETHYLENE  GLYCOL  ^tOOO  AS  A  CONTINU- 
OUSLY ADMINISTERED  NON-ABSORBABLE  FAECAL 
MARKER  FOR  METABOLIC  BALANCE  STUDIES  IN  HUMAN 
SUBJECTS.   (E.)   Wilkinson,  R.  (Gen  Infirm., 
Leeds,  England).  Gut    12(8)  :65i(-660,  I971. 

The  intestinal  handling  and  transit  of  polyethyl- 
ene glycol  4000  (PEG),  used  as  a  non-absorbab le , 
continuously  fed  fecal  marker,  was  compared  with 
that  of  chromium  sesquioxide  and  barium  sulfate. 
All  3  markers  were  well  tolerated  by  the  patients. 
No  toxic  effects  were  observed.   The  mean  recovery 
of  PEG  added  directly  to  feces  (99.61)  was  com- 
parable to  that  of  Cr203  and  Ba  SO4.   Apparently 
the  glycol  was  not  absorbed  from  the  human  gastro- 
intestinal tract.   PEG  had  a  more  rapid  intestinal 
transit  time  than  barium  sulfate  which  in  turn 
had  a  faster  transit  time  than  chromium  sesqui- 
oxide.  In  contrast  to  uncorrected  values,  the 
polyethylene  glycol  corrected  daily  fecal  calcium 
and  phosphorus  values  were  virtually  constant. 
Also  there  was  much  less  variation  in  the  glycol 
corrected  than  in  the  uncorrected  fecal  fatty 
acid  values.   As  PEG  is  water  soluble  and  BaSOi, 
and  Cr203  are  insoluble,  the  glycol  was  recom- 
mended as  a  non-absorbable  continuously  fed  fecal 
marker  particularly  for  dietary  constituents  which 
are  water  soluble. 


6355      COMMENTS  UPON  THE  VALIDITY  OF  TECHNIQUES 

USED  FOR  THE  MEASUREMENT  OF  INTESTINAL 
ABSORPTION.   (Fr.)   Raynaud,  C.  (Freder i c  Jol iot 
Hosp.,  Orsay,  France)  and  N.  Griffiths.  Cah. 
Med.    Lyon   ^7(21) :2255-2263,  1971. 
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Duffau, 
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1970. 
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CHANGES  IN  WATER  AND  ELECTROLYTES  IN 
THE  GASTROINTESTINAL  TRACT.   (Sp.) 

(Roberto  Del  Rio  Hosp.,  Santiago, 


PedvatT^a   (Santiago)    13(3) : I67-I72," 


THE  INTESTINAL  BRUSH  BORDER.   (E.) 
Holmes,  R.  (Roy.  Infirm.,  Manchester, 


England).  Gut    1 2 (8) :668-677,  I97I, 


6358      INTESTINAL  ABSORPTION  OF  IRON  IN 

PATIENTS  WITH  CHRONIC  RENAL  DISEASES. 
(Ger.)   Sulin,  A.  W.  (Univ.  Med.  Polyclin., 
Bern,  Switzerland)  and  A.  Blumberg.  Sahueiz. 
Med.    Woahensahr.    1 01 (24) : 883-887,  1971. 


6359      PATHOPHYSIOLOGICAL  STUDIES  ON  IRON 

METABOLISM.   EXPERIMENTAL  STUDIES  ON 
INTESTINAL  IRON  ABSORPTION  BY  A  NEW  PERFUSION 
APPARATUS,  WITH  SPECIAL  REFERENCE  TO  TRANSPORT 
OF  IRON  FROM  INTESTINAL  MUCOSA  TO  SUBMUCOSAL 
TISSUE.   (Jap.)   Wakasugi  (Kyushu  U.  Sch.  Med., 
Fukuoka,  Japan).  Kgushu  Ketsueki  Kenkyu 
Dokokaishz    (J.    Kyushu  Haematol.   Soa.)    20(3-4)- 
205-231,  1970.  '' 


6360      EFFECT  OF  ULTRASOUND  ON  INTESTINAL 

ABSORPTION  OF  PHOSPHATES.   (Rus.) 
Faitelberg  Blank,  V.  R.  (Farming  Inst.,  Odessa, 
USSR)  and  P.  I.  Kutsenko.  Fiziol.    Zh.    SSSR 
57(5):737-743.  1971. 


6361      ATTACHMENT  OF  THE  B,2  BINDING  PRINCIPLES 
rn  .u.    OBTAINED  FROM  Lactobacillus  leichmannii 

TO  NTESTINAL  MUCOSA  HOMOGENATES. (T  1 siTflTi 

T.  (Sankyo  Co.  Ltd.,  Tokyo).  J.    Vitcaninol. 
17(l):10-]8,  1971. 


6362      INHIBITION  OF  AMINO  ACID  UPTAKE  BY 

ATP  IN  ISOLATED  INTESTINAL  EPITHELIAL 
CELLS.  (E.)  Reiser,  S.  (Indiana  U.  Sch.  Med.. 
Indianapolis)  and  P.  A.  Christiansen.  Bioahim. 
Bzophys.   Acta   233(2) : 480-484,  I97I. 


6363      PARALLEL  TEMPERATURE- INDUCED  CHANGES 

IN  MEMBRANE  FATTY  ACIDS  AND  IN  THE 
TRANSPORT  OF  AMINO  ACIDS  BY  THE  INTESTINE  OF 
GOLDFISH  (Carassius  .auratus  L.).   (E.)   Smith, 
(ARC  Inst.  Anim.  Physio!.,  Cambridge, 

Kemp.  Comp.   Bioahem.   Physiol. 


M.  W.  (ARC  Inst 
England)  and  P. 
39(28):  357-365,  1971.' 
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EFFECT  OF  LACTATE  AND  NAD  ON  GLUCOSE 
TRANSPORT  BY  THE  EVERTED  RAT  INTESTINE. 
Faudemay,  F.  (Bichat  Hosp.,  Paris),  R. 
Rozen  and  C.  Sautier.  Ann.    Biol,   Anim.   Bzoahzm. 
Biophys.    10(4): 581 -587.  1970. 


(Fr.) 


6365      SALT  AND  WATER  PERMEABILITY  OF  THE 

EPITHELIUM  OF  THE  COPRODEUM  AND  LARGE 
INTESTINE  IN  THE  NORMAL  AND  DEHYDRATED  FOWL 
(Gallus  domesticus) .  jN  \nVO  PERFUS I  ON  STUD  I ES . 
(e'.V  "Binds lev,  N.  (U.  Copenhagen  Inst.  Med. 
Physiol.  A)  and  E.  Skadhauge.  J.   Physiol.    (Land.) 
216(3) -.735-751 ,  1971. 
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6366      ELECTROPHYSIOLOGICAL  STUDY  OF  GASTRIC 

MOTOR  ACTIVITY.   I.   COMPARISON  OF 
GASTRIC  ELECTROMYOGRAMS  IN  DIFFERENT  SPECIES. 
(Fr.)   Roche,  M.  (Natl.  Inst.  Appl.  Sci., 
Villeurbanne,  France)  and  R.  Santini.  c'.   B.    Soo 
Biol.    (Paris)    16A(7) : I528-I534,  1970. 

Electromyograms  were  obtained  from  the  stomach 
in  cats,  dogs,  rats,  and  rabbits.   In  all  of 
these  animals  there  is  little  organized  electrical 
activity  in  the  glandular  stomach  and  a  large 
part  of  the  fundus  while  electrical  activity  in 
the  cardia  is  intense,  particularly  in  rats  and 
rabbjts.   In  rats  the  largest  contractions  originat- 
ing in  the  cardia  are  propagated  beyond  the 
pylorus;  their  function  may  be  to  ensure  transit 
and  stomach  emptying.   Regular  spindle-shaped 
microvolt  waves  found  in  rats  are  similar  in 
rhythm  to  slow  waves  found  in  cats  and  dogs.  The 
characteristics  and  functional  significance  of 
gastric  electromyograms  are  apparently  associated 
with  diet. 


6367      INTRAMEDULLARY  PATHWAYS  OF  THE  VAGO- 

VAGAL  REFLEXES  WITH  SPECIAL  REFERENCE 
TO  THOSE  EVOKED  BY  STIMULATION  OF  THE  ABDOMINAL 
VAGUS.   (E.)  Nakazato,  Y.  (Hokkaido  U.  Sch.  Vet. 
Med.,  Sapporo.  Japan)  and  A.  Ohga.  Jem.   J 
Phyeiol.    21  (2) :175-180,  I971.        ' 

Electrical  stimulation  of  the  central  end  of  the 
cervical  vagus  nerve  In  cats  under  chloralose 
anesthesia  evoked  3  mass  reflex  discharges  in 
the  contralateral  cervical  vagus  nerve  (mean 
latencies:  7,  71  and  107  msec).  Stimulation  of 
the  thoracic  vagus  nerve  produced  3  mass  discharges 
(mean  latencies:  11,  I38  and  192  msec);  whereas 
abdominal  vagal  nerve  stimulation  caused  only 
one  mass  discharge  (mean  latency:  251  msec). 
The  amplitude  and  threshhold  of  the  mass  reflex 
discharge  evoked  by  afferent  stimulation  of  the 
abdominal  vagus  nerve  were  close  to  those  of  the 
2nd  and  3rd  ones  evoked  by  cervical  and  thoracic 
vagal  stimulation.  These  discharges  may  all  be 
the  same  In  origin.  The  maximum  conduction 
velocity  of  the  afferent  fibers  which  caused  the 
3rd  response  ranged  between  1.0-1.4  m/sec.  When 
transection  of  the  lower  brain  stem  was  carried 
out  at  the  level  4  mm,  but  not  5-6  mm,  rostral 
to  the  obex,  mass  discharges  disappeared.  The 
third  mass  discharge  and  sometimes  the  second 
one  were  abolished  by  a  superficial  dorsal 
sagittal  section  (1-2  mm  deep)  of  thi  obex  with 
Its  immediate  caudal  region.  The  3rd  mass  dis- 
charge may  In  part  participate  in  the  vago-vagal 
reflex  control  of  gastric  motility. 


6368      ELECTRICAL  CONDUCTIVITY  AND  CHOLINERGIC 

ACTIVITY  OF  THE  RAT  GASTRIC  MUCOSA  AT 
4  AND  170  HOURS  AFTER  6OO  R  X- I RRADI ATION.   E  ) 
Vaughan,  B.  E.  (Battel le  Mem.  Inst.,  Richland, 
Wash  )  and  R.  L.  Pessotti.  Mdiat.   Res.    48(1): 


In  isolated  rat  gastric  mucosa,  IQ-^M  acetyl- 
choline Inhibited  the  potential  specifically 
without  increasing  tissue  conductance.  At  170 
hr  after  whole-body  irradiation  with  6OO  r  x-rays 
the  gastric  mucosa  was  more  sensitive  to  exogenous 
acetylcholine,  than  in  controls.   After  90  minutes 
incubation,  prior  to  adding  acetylcholine,  the 
resting  potentials  of  irradiated  and  control  groups 
were  indistinguishable.  At  4  hr  after  irradiation, 
the  irradiated  mucosas  did  not  show  increased 
sensitivity  to  acetylcholine  as  at  170  hr. 
Irradiation  apparently  had  negligible  effect  on 
acetylcholine  receptor  sites,  but  potentials  were 
increased,  both  in  the  absence  and  presence  of 
acetylcholine.   These  elevated  potentials  showed 
that  intrinsic  cholinergic  activity  was  suppressed 
as  a  consequence  of  irradiation.  Acetylcholine 
had  negligible  effect  on  conductance  values. 
In  the  4-hr  irradiation  group,  conductance  was 
decreased  at  2  of  the  3  measurement  times  (100 
and  110  min).   In  the  170-hr  group,  conductance 
increased  significantly  and  the  mean  difference 
was  at  least  3-fold  larger  than  variability  at 
all  time  points.  Two  factors  which  could 
potentially  be  affected  by  the  excision  and 
incubation  procedures  were:   tissue  metabolism 
and  membrane  leakiness,  but  conductance  values 
are    indicative  of  adequate  tissue  metabolism  and 
membrane  integrity. 


6369     AN  EVALUATION  OF  ^^^miNDiUM  DTPA 

CHELATE  IN  THE  MEASUREMENT  OF  GASTRIC 
EMPTYING  BY  SCINTISCANNING.   (E.)   Heading,  R.  C. 
(Roy.  Infirm.,  Edinburgh,  Scotland),  P.  Tothlll, 
A.  J  Laldlaw,  and  D.  J.  C.  Shearman.  Gut 
12(8):611-615,  1971. 

The  chelate  of  ^Sniindiun,  with  d  iethylenetriamine 
pentaacetic  acid  (DTPA)  was  used  with  a  sequential 
scintiscanning  technique  to  measure  gastric 
emptying  in  30  patients  because  of  its  greater 
gamma-ray  emission  and  short  half-life.   In 
contrast  to  ^icr,  ll^^iindlum  DTPA  gave  values 
for  the  gastric  emptying  time  which  agreed  well 
when  measured  on  2  successive  days.  The  Indium 
.compound  had  no  pharmacological  effect  on  gastric 
emptying.  Gastric  emptying  times  obtained  with 
='^Cr  and  ii^^indlum  DTPA  were  identical  in  I 
patient,  but  a  smaller  potential  error  was 
obtained  with  indium  due  to  greater  precision 
resulting  from  its  higher  rate  of  gamma-ray 
emission.   In  vitro  studies  demonstrated  that 

Cr  was  absorbed  to  the  solid  component  of  the 
test  meal  whereas  the  indium  chelate  was  not. 
Thus,  results  obtained  with  the  indium  chelate 
reflect  the  emptying  of  the  liquid  phase  of  the 
gastric  contents. 

6370      MAXIMAL  RESPONSES  IN  GUINEA-PIG 

ISOLATED  ILEUM  PREPARATIONS:   INFLUENCE 
OF  LONGITUDINAL  AND  CIRCULAR  MUSCLE.   (E.) 
Pomeroy,  A.  R.  (U.  Melbourne  Dept.  Pharmacol., 
Victoria,  Australia)  and  C.  Raper.  J.   Pharm. 
Pharmaaol.    23(10) : 796-798,  I97I. 
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At  higher  concentrations  used  in  concentration- 
effect  curves,  choline  and  tetramethyl ammonium 
(TMA)  produced  a  spasm  in  Magnus  preparations  of 
guinea-pig  ileum  which  was  seen  on  the  trace  as 
irregular  oscillations.  TMA  was  more  active  than 
choline  in  inducing  spasms.   As  evidenced  by 
tight  constrictions  within  the  ileal  segment,  the 
spasm  appeared  to  involve  circular  muscle.   In 
ileal  segments  which  were  cut  longitudinally, 
maximal  responses  and  the  mean  concentration 
required  to  produce  50X  of  the  maximal  response 
were  similar  to  those  obtained  in  the  intact 
preparation.   In  cut  preparations  the  maximal 
responses  obtained  with  choline  and  TMA  were 
similar  to,  or  greater  than,  those  obtained  with 
intact  preparations  at  37C  after  morphine  or 
hexamethonium  pretreatment  or  after  cooling  to^ 
25c.   Hexamethonium  or  morphine  pretreatment  did 
little  to  enhance  maximal  responses  to  choline 
and  TMA  in  cut  preparations.  These  results 
suggest  that  choline  and  TMA  produce  differential 
concentration-dependent  effects  in  the  longitudinal 
and  circular  muscle  coats  of  guinea-pig  ileum. 
Longitudinal  muscle  appeared  to  be  the  most 
sensitive  to  muscarinic  receptor  stimulation. 
Higher  concentrations  were  required  for  stimulation 
of  circular  muscle,  either  directly  or  indirectly 
through  acetylcholine  release. 

6371       IMPULSE  TRANSMISSION  IN  THE  MYENTERIC 

PLEXUS-LONGITUDINAL  MUSCLE  PREPARATION 
OF  THE  GUINEA-PIG  ILEUM.   (E.)   Kosterlitz,  H.  Wo 
(U.  Aberdeen  Dept.  Pharmacol.,  Scotland)  and  R.  J. 
Lydon.  Br.    J.    Pharmacol.    hl(\) -.7^-85,    1971. 

The  experimental  model  consisted  of  a  specimen 
of  guinea-pig  ileal  muscle  with  the  adherent 
myenteric  plexus  studied  in  vitro.   Without' 
electrical  stimulation,  this  preparation  exhibited 
spontaneous  electrical  activity,  characteristic 
of  intestinal  smooth  muscle,  which  was  unaffected 
by  hyoscine  or  tetrodotoxin,  but  were  abolished 
by  Mn"*"*".   After  application  of  a  single  current 
pulse  of  0.1  Hertz,  there  was  an  early  action 
potential,  a  delay  of  200  msec  and  a  complex  of 
biphasic  spikes.   The  first  potential  was  un- 
affected by  Mn++  or  hyoscine,  but  was  abolished 
by  tetrodotoxin  and  was  thought  due  to  excitation 
of  nerve  fibers.  The  complex  of  spikes  was 
suppressed  by  Mn"^"^,  hyoscine,  epinephrine,  and 
morphine,  and  was  thought  to  be  caused  by  excitation 
of  smooth  muscle.   Longitudinal  nerves  had  a  mean 
maximum  conduction  velocity  of  0.65  m/sec,  an 
absolute  refractory  period  of  2.8  msec  and  a 
relative  refractory  period  of  20  msec.  After 
stimulation  of  the  nerve  with  a  single  pulse,  the 
conduction  velocity  of  the  smooth  muscle  response 
was  0.16  m/sec.   After  a  single  pulse  the  muscle 
could  not  be  excited  for  0.7  to  1.3  sec,  and  the 
delay  of  transmission  from  nerve  to  muscle  was 
210  msec.   With  application  of  a  train  of  2-5 
pulses  at  20  msec  intervals,  all  the  parameters 
were  increased. 


6372 


INTESTINAL  MOTILITY.   I.   CONTROL 
MECHANISMS  IN  THE  BASIC  ELECTRIC 
RHYTHM  OF  THE  CANINE  SMALL  INTESTINE.   (E.) 
Hiatt,  R.  B.  (Columbia  U.  Coll.  Physicians  Surg., 
New  York,  N.  Y.),  I.  Goodman,  and  N.  I .  A. 
Overweg.  J.    Surg.   Res.    1 1  (9)  :'45'*-'»63,  1971. 

Electrophysiological  studies  of  the  basic 
electrical  rhythm  (BER)  in  the  small  intestine 
of  anesthetized  dogs  support  the  view  that  a 
hormone  from  the  bovine  posterior  pituitary, 
coherin,  is  involved  in  myenteric  neuronal 
activation  and  the  resulting  coupling  of  mechanical 
and  electric  activity.   Biebl  loops  of  the 
duodenum,  jejunum,  and  ileum  were  prepared 
in  3  female  dogs,  and  electrodes  were  placed  2 
cm  apart  over  a  distance  of  12  cm.   Pacesetter 
potentials  of  the  BER  in  the  duodenum  and 
jejunum  of  fasting  controls  had  varied  patterns 
while  the  ileum  rarely  had  a  recognizable  BER. 
Coherin  (1  ug/kg  i.v.)  changed  these  pacesetter 
potential  patterns  to  a  highly  organized 
cephalocaudad  pattern.   Serotonin  (2  ml  of  a 
lO-^M  solution),  instilled  intralumi nal ly  in  dogs 
pretreated  with  coherin  produced  pacesetter 
potentials  which  were  simultaneous  in  each  pace- 
setter complex  throughout  the  duodenum  and  jejunum. 
In  the  ileum  of  fasting  dogs  coherin  produced  an 
organized  pacesetter  potential  where  none  had 
existed  before,  and  serotonin  given  to  coherin- 
pretreated  dogs  caused  an  enormous  increase  in 
the  electric  voltage  involved  in  potential 
changes  and  a  simultaneous  mass  spasm  synchronous 
with  each  electrical  cycle.  These  findings 
suggest  that  the  pacemaker  apparatus  manifests 
itself  as  an  electropositive  beat  involving 
different  lengths  of  intestine,  depending  upon 
the  physiological  stimulus,  rather  than  as  an 
anatomically  stable  focal  apparatus. 
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INTESTINAL  MOTILITY.   II.   ELECTRO- 
MOTOR CORRELATIONS  IN  THE  CANINE  SMALL 

INTESTINE.   (E.)   Hiatt,  R.  B.  (Columbia  U.  Coll. 

Physicians  Surg.,  New  York,  N.  Y.),  I.  Goodman, 

and  N.  I .  A.  Overweg.  J.   Surg.  Res.    1 U9) : 

/♦6'4-'»70,  1971. 

The  relation  between  motor  activity  and  electro- 
myographic tracings  was  studied  jjl  v.ivo,  in  3 
waking  dogs  with  everted  loops,  which  protruded 
through  the  abdominal  wall  during  longitudinal 
muscle  relaxation,  distal  to  Biebl  loops  of  the 
duodenum,  jejunum,  and  ileum  about  '  h"-   ^ 
after  administration  of  coherin  (3  ug/kg  i.v.  . 
In  the  hypermotile  state  the  intestinal  musculature 
was  active  throughout  each  cycle  of  basic  electric 
rhythm.   Longitudinal  muscles  contracted  just 
before  or  at  the  onset  of  pacesetter  potentials 
and  terminated  just  before  pacesetter  potentials 
reached  a  midpoint.   Circular  muscles  contracted 
just  before  the  midpoint  between  pacesetter 
potentials  and  ended  just  before  the  onset  of 
the  next  pacesetter  potential.   In  some  cases 
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maximal  rhythmic  contraction  was  not  accompanied 
by  any  spike  activity,  and  spikes  were  sometimes 
observed  when  there  was  no  muscle  activity. 
Thus,  the  origin  of  spikes  remains  unknown. 


637't      EFFECT  OF  PANCREATECTOMY  ON  PERISTALSIS 

IN  THE  SMALL  INTESTINE  OF  THE  DOG. 
(Rus.)  Asadulaev,  G.  G.  (Med.  Inst.,  Kazan, 
USSR)  and  Kh.  S.  Khamitov.  Fiziol.  Zh,  SSSR 
57(8):ll8't-1l87,  1971. 

In  fasting  dogs  with  fistulas  of  the  small 
intestine  a  study  was  made  of  peristalsis  in  the 
small  intestine  with  an  electrokymograph,  and 
blood  chol inesterase  (CE)  and  pseudochol inesterase 
(PCE)  activities  were  measured  before  and  after 
removal  of  2/3  of  the  pancreas.  Within  5-9  days 
after  pancreatectomy,  when  CE  and  PCE  activities 
had  decreased  significantly,  temporary  disturbances 
were  found  in  peristalsis.   These  disturbances 
were  characterized  by  a  decrease  in  intestinal 
motility  without  any  changes  in  the  frequency  of 
the  contractions.  Peristaltic  activity  returned 
to  normal  11-12  days  after  pancreatectomy  when 
CE  and  PCE  activities  reached  their  initial  values. 
It  is  suggested  that  peristalsis  in  the  small 
intestine  of  the  dog  is  related  to  the  acetyl- 
choline-CE  system  and  that  a  deficiency  in  acetyl- 
choline results  in  disorders  in  peristalsis. 


The  relationship  between  the  configuration  of 
the  pressure  wave  and  the  movements  of  the  walls 
and  contents  of  the  colon  under  physiological 
conditions  was  determined  by  c i neroentgenology 
in  ]k   male  patients  with  normal  gastrointestinal 
tracts.   The  large  bowel  was  active  manometr ical ly 
2k. S%   of  the  time,  and  peaks  represented  651  of 
the  recorded  activity  with  70%  being  smaller  than 
20  cm  H2O  in  amplitude.   The  transverse  colon 
showed  the  greatest  frequency  of  pressure  events 
while  amplitude,  duration,  baseline  shifts,  and 
combined  peaks  of  the  pressure  did  not  differ 
significantly  in  the  various  colon  segments. 
Cineroentgenologic  findings  showed  narrowing  (and 
some  shortening)  and  were  always  associated  with 
peak  pressure  changes  followed  by  visible  motor 
activity,  mainly  in  the  transverse  colon.   Pressure 
waves  of  less  than  10  sec  duration  were  found  in 
the  bowel  when  no  movement  was  detected  cinero- 
entgenological ly;  these  waves  are  believed  to 
originate  outside  the  colon.   Respiratory  excursions 
could  be  detected  mostly  in  the  transverse  colon 
as  constant  pressure  deflections  of  low  amplitude 
and  short  duration.   Although  no  correlation  was 
found  between  the  shape  of  colonic  pressure 
waves  and  bowel  movements  which  produced  the 
pressure  change,  slow-frame  ci neroentgenography 
was  more  informative  than  the  pressure  record 
and  was  less  subject  to  influences  originating 
outside  the  colon. 


6375      ALIMENTARY  TRANSIT  AND  SUPERSENSITIVITY 

AFTER  VAGOTOMY  IN  THE  RAT.   (E.) 
Gutierrez,  L.  V.  (C.  Argerich  Hosp.,  Buenos  Aires, 
Argentina),  N.  Kocak,  and  A.  G.  Cox.  Gut    12(8): 
625-628,  1971. 

The  effect  of  subthreshold  doses  of  carbachol 
(0.02  yg/kg  s.c.)  on  the  denervated  stomach  and 
gut  was  studied  in  rats  before  and  after  vagotomy 
or  pyloromyotomy  to  determine  the  effect  of 
surgery  on  transit  through  the  stomach  and  small 
intestine.   The  rate  of  gastric  emptying  was 
unaffected  by  pyloromyotomy  alone,  but  8  days 
after  vagotomy  it  was  significantly  reduced  and 
returned  to  near  normal  by  30  days.   Intestinal 
transit  was  decreased  at  various  levels  by  the 
surgical  procedure.   In  both  control  rats  and 
those  after  pyloromyotomy,  the  dose  of  carbachol 
had  no  effect  on  gastric  emptying  and  intestinal 
transit,  thus  confirming  that  the  dose  was  sub- 
threshold.  After  vagotomy,  both  early  and  late, 
carbachol  caused  a  statistically  significant  and 
uniform  acceleration  of  gastric  emptying  and 
intestinal  transit.   The  observed  results  may 
explain  the  increased  bowel  frequency  which  is 
commonly  encountered  after  vagotomy. 


6376      NORMAL  MOTOR  ACTIVITY  OF  THE  HUMAN 

COLON:   COMBINED  RADIOTELEMETRI C 
MANOMETRY  AND  SLOW-FRAME  C I NEROENTGENOGRAPHY. 
(E.)   Gramiak,  R.  (U.  Rochester  Med.  Ctr.,  N. 
P.  Ross  and  W.  W.  Olmsted.  Am.    J.   Roentgenol. 
Radium  Ther.   Nual.   Med.    1 13(2) :301-309,  I97I. 


Y.). 


6377      PHARMACOLOGICAL  FEATURES  OF  THE 

GALLBLADDER  AND  ITS  VASCULAR  BED  OF 
THE  DOG  IN  SITU.   (E.)   Tamura,  K.  (Tohoku  U. 
Sch.  Med.,  Sendai,  Japan),  M.  Endoh  and  K. 
Hashimoto.  Tohoku  J.    Exp.   Med.    10'4(2) :  157-169, 
1971. 

In  dogs,  cholinergic  compounds  (acetylcholine, 
bethanechol ,  carbachol,  methachol ine,  choline, 
and  pilocarpine)  administered  via  a  cannulated 
cystic  artery  all  increased  the  intravesical 
pressure  and  caused  a  marked  vasodilation  in  the 
vascular  bed;  vascular  effects  were  shorter  in 
duration  than  effects  on  motility.   Various 
active  polypeptides  (bradykinin,  elidosin  and 
kallikrein)  and  ganglion-stimulating  agents 
(nicotine,  lobeline,  and  tetramethy 1 ammon ium 
chloride)  contracted  the  gallbladder  and  produced 
vasodilation.   Adrenergic  compounds  (norepinephrine, 
epinephrine,  i soprenal ine,  dopamine,  and  tyramine 
induced  gallbladder  relaxation  and  vasoconstriction. 
Of  the  polypeptides,  lysine  vasopressin  relaxed 
the  gallbladder,  cholecystoki nin  constricted  it, 
and  gastrin  and  oxytoxin  caused  no  response, 
while  the  former  constricted  the  cystic  artery 
and  the  latter  three  dilated  it.   1 , 1 -Dimethyl - 
'♦-piperazinium  iodide,  serotonin,  nicotine, 
lobeline,  angiotensin,  and  ATP  caused  a  biphasic 
response,  _i_.£. ,  contraction  followed  by  relaxation 
or  vice  versa. 


6378      THE  EFFECT  OF  VAGOTOMY  ON  MOTOR  FUNCTION 
OF  THE  GALLBLADDER.   (E.)   Isaza,  J. 
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(U.  Florida  Col).  Med.,  Gainesville),  D.  T.  Jones, 
L.  R.  Dragstedt,  and  E.  R.  Woodward.  Surgery 
70('»):616-621,  1971. 

The  influence  of  total  truncal  vagotomy  on  the 
motility  of  the  gallbladder  stimulated  by  com- 
parable doses  of  i.v.  cholecystoki ni n  (CCK)  and 
intraduodenal  fat  was  studied  in  unanesthet ized 
dogs.  The  amount  of  water  required  to  bring  the 
intracholecystic  pressure  up  to  a  base  line  of 
12-16  cm  H2O  was  about  the  same  after  truncal 
vagotomy  as  before  surgery  in  3  of  fi  dogs;  the 
other  dog  had  a  decreased  tonus.  When  i.v.  CCK 
was  used  as  the  stimulant,  the  time  before  onset 
of  contraction  was  essentially  the  same  before 
and  after  vagotomy.   When  intraduodenal  olive  oil 
was  administered,  the  time  interval  before  onset 
of  contraction  increased  after  vagotomy  in  3  of 
the  ^   animals.   When  i.v.  CCK  was  used  as  the 
stimulant,  the  time  from  stimulus  to  maximum 
gallbladder  pressure  was  longer  after  vagotomy 
than  before  in  3  of  i*  animals.  When  intraduodenal 
olive  oil  was  used,  the  prolongation  was  more 
marked  and  occurred  in  all  '*  dogs.  Both  stimuli 
doubled  the  pressure  within  the  gallbladder  and 
doubling  was  unaffected  by  vagotomy.  After 
vagotomy  the  time  interval  from  discontinuation 
of  the  stimulus  to  return  of  gallbladder  pressure 
to  the  base-line  level  was  not  altered  by  CCK 
stimulation  but  was  prolonged  by  intraduodenal 
olive  oil.   In  the  dog,  vagotomy  may  delay  the 
release  of  endogenous  CCK  from  fat  in  the  intestine 
but  does  not  reduce  gallbladder  contraction. 


6379      DIRECT  OBSERVATIONS  OF  THE  CANINE 

SPHINCTER  OF  ODDI.   (E.)   Shore,  J.  M. 
(Cedars-Sinai  Med.  Ctr.,  Los  Angeles,  Calif.),  A. 
Silverman,  M.  Siegel,  and  M.  Bakal.  Ann.    Surg. 
17A(2):26i*-273,  1971. 

The  canine  sphincter  of  Oddi,  observed  directly 
through  a  duodenal  cannula  under  normal  anatomic 
and  physiologic  conditions,  remained  constantly 
closed  during  the  fasting  resting  phase.  Amyl 
nitrite  relaxed  the  morphlnized  but  not  the  resting 
sphincter.  Magnesium  sulfate,  probanthine  and 
isoprenaline  did  not  relax  the  resting  sphincter, 
but  large  doses  of  nitroglycerin  (1.2  mg)  or 
dopamine  (15  yg/kg/mln  infused  I.v.)  relaxed  the 
sphincter  of  Oddi.   Fat  in  the  duodenum  always 
resulted  in  a  prolonged  period  of  sphincter 
relaxation  and  bile  flow,  whereas  hydrochloric^ 
acid,  ethyl  alcohol,  morphine  sulfate  and  pethidine 
always  produced  sphincter  spasm,  the  sphincter 
being  more  sensitive  to  morphine  than  to  pethidine. 
The  sphincter  of  the  pancreatic  duct  and  common 
bile  duct  function  independently  of  each  other. 
The  potential  usefulness  of  a  drug  which  produces 
sphincter  relaxation  under  normal  physiologic 
conditions  lies  in  its  value  in  diagnosing  the 
hypertonic  sphincter  and  possible  therapeutic 
use  in  the  management  of  acute  pancreatitis, 
chronic  relapsing  pancreatitis  or  post- 
cholecystectomy biliary  colic,  when  a  surgically 
correctable  lesion  cannot  be  found. 


6380      SWALLOWING  IN  THE  NEWBORN.   (Fr.) 

Farriaux,  J.  P.  (City  Hosp.,  Lille, 
France).  Quest  Med.    2i((8)  :761-776,  1971. 


6381  TESTING  OF  SPASMOLYTIC  AGENTS  IN  MAN 
BY  ESOPHAGEAL  MANOMETRY.   (Ger.) 

Niemann,  H.  (U.  Gottingen  Radiol.  Clin.,  Germany) 
and  G.  Jakob.  Arzneim.   Forsah.    21 (8) : 1217-1221 , 
1971. 

6382  THE  RELATIONSHIP  OF  GASTRIC  MOTILITY 
AND  HUNGER.  A  SUMMARY  OF  THE  EVIDENCE. 

(E.)  Stunkard,  A.  J.  (U.  Pennsylvania  Sch.  Med., 
Philadelphia)  and  S.  Fox.  Psyahosom.  Med.  33(2): 
123-13'*,  1971. 


6383      GASTRIC  MOTOR  ACTIVITY  IN  THE  BLACK 

SEA  FISH,  Scorpaena  porcus  L.   (Rus.) 
Gzgzian,  D.  M.  (Sechenov  Inst.  Evol .  Physiol. 
Biochem.,  Leningrad,  USSR),  V.  V.  Ivanov  and 
M.  M.  Kuzina.  Fiziot.    Zh.    SSSR   57('t)  :59'»-601 , 
1971. 

638'*      STUDY  OF  STOMACH  EMPTYING  IN  THE  RAT 
BY  FLUOROGRAPHY.   (Fr.)   Chariot,  J. 
(Bichat  Hosp.,  Paris),  C.  Roze,  D.  Frenals  and 
C.  Debray.  Rev.    Pathol.    Comp.   Med.    Exp.    71(812): 
7-12,  1971. 

6385  FUNCTIONAL  CLASSIFICATION  OF  VAGAL 
AFFERENT  DISCHARGES  IN  THE  DOG'S 

STOMACH.  (Jap.)  Takeshima,  T.  (Chlba  U.  Sch. ^ 
Med.,  Japan).  Nippon  Heikateukin  Gakkai  Zasshi 
(Jap.   J.   Smooth  Muscle  Res.)   7(1): 19-27,  1971. 

6386  EFFECT  OF  VAGOTOMY  ON  THE  ANTRAL  MOTOR 
FUNCTION.   (Jap.)   Shirahata,  K. 

(Tohoku  U.  Sch.  Med.,  Sendai,  Japan),  T. 
Okabayashi,  K.  Nagaoka  and  T.  Shiratori.  Mppon 
Heikatsukin  Gakkai  Zasshi   (Jap.   J.   Smooth  Muscle 
Res.)   7(l):28-3't,  1971. 

6387  FUNCTIONAL  DIVISION  OF  THE  HYPOTHALAMUS 
ACCORDING  TO  ITS  EFFECTS  ON  GASTRIC 

MOTILITY.   (Fr.)  Glavtcheva,  L.  and  V.  Velkova. 

Rev.  Roum.  Physiol.   8(l):73-80,  1971. 

6388  THE  EFFECT  OF  CARBOHYDRATE  LOADING  ON 
THE  MOTILITY  OF  THE  GASTRIC  STUMP. 

(Rus  )   Koval,  V.  P.  and  I.  V.  Digai.  Khirurgiia 
(Mosk.)   '»7(3):6'»-68,  1971. 

5389      ACTION  OF  BRADYKININ-POTENTIATING 

FACTOR  (BPF)  AND  DIMERCAPROL  (BAL)  ON 
THE  RESPONSES,jrO  -BRADYKININ  OF  ISOLATED  PREPARA- 
TIONS OF  RAT  INTESTINES.   (E.)   Camargo,  A.  (Sch. 
Med.,  Ribeirao  Preto,  Brazil.)  and  S.  H.  Ferreira. 
Br.   J.    Pharmacol.    42(2) :305-307.  1971. 
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6390  THE  INFLUENCE  OF  6-a-METHYLPREDN I SOLONE 
AND  OUABAIN  ON  CONTRACTILE  AND  RELAXANT 
RESPONSES  OF  THE  INTESTINAL  SMOOTH  MUSCLES.  (E.) 
Kostowski,  W.  (Med.  Acad.,  Dept.  Exp.  Pharmacol., 
Warsaw,  Poland)  and  S.  Radowicki.  Diss.  Pharm^ 
Pharmaaol.    23(3) : 193-198,  1971. 


639'(      PHOTO-OPTICAL  OBSERVATIONS  ON  THE 

MECHANISM  OF  DEFECATION  IN  MAN.   (Jap.) 
Sugisawa,  T.  (Univ.  Sch.  Med.,  Hirosaki,  Japan), 
K.  Suzuki  and  M.  Abo.  Nippon  Heikatsukin  Gakkai 
Zasshi    (Jap.    J.    Smooth  Musole  Res.)    7(l):'<5-50, 
1971. 


6391      EFFECT  OF  BENZETIMIDE  (R-4929)  ON  6395 

RUMINAL  AND  INTESTINAL  MOTILITY  IN 
SHEEP.   (E.)   Marsboom,  R.  (Janssen  Pharmaceut. ,       Zasshi 
Beerse,  Belgium)  and  C.  Van  Ravestyn.  Br.    Vet.  1971. 

J.    127(6) :26A-270,  1971. 


MOTILITY  OF  BILIARY  TRACT.   (Jap.) 

Ono,  K.  Nippon  Heikatsukin  Gakkai 

(Jap.   J.   Smooth  Muscle  Res.)   7(l):l-l8, 


6392      MOTOR  FUNCTION  OF  THE  GASTROINTESTINAL 

TRACT  AFTER  RESECTION  OF  VARIOUS  PORTIONS 
OF  THE  SMALL  AND  LARGE  INTESTINE.   (Rus.) 
Siparov,  I.  N.  and  N.  I.  Lobotski.  Zdravookhr. 
Beloruss.    17(2):16-17,  1971. 


6396      EFFECTS  OF  CAERULEIN  ON  THE  HUMAN 

BILIARY  TRACT.   (E.)   Carratu,  R.  (U. 
Rome  2nd  Med.  Clin.),  G.  Arcangel i  and  F.  Pal  lone. 
R.C.   Rom.    Gastroenterol.    3(0:28-33,  1971. 


6393      ELECTROMYOGRAPHY  OF  THE  COLON  IN  MAN 

AND  THE  CAT.   (E.)   Caprilli,  R. 
(Umberto  I  Polyclin.,  Rome),  L.  Onori  and  A. 
Torsoli.  Arch.    Fr.   Mai.   App.    Dig.    60(6-7,  Supp), 
2):175-178,  1971. 


6397      CHOLECYSTOKINETIC  ACTIVITY  OF  A  NEW 

SYNTHETIC  CAERULE I N-L I KE  HEPTAPEPTIDE 
IN  MAN.   (E.)   Agosti,  A.  (U.  Parma  Inst. 
Pharmacol.,  Italy),  I.  Orlandini  and  R. 
De  Castiglione.  Experientia   27W:k]2-h]3,    1971. 


See  also  numbers:   6302,  653O 
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6398      DETERMINANTS  OF  SALIVARY  RESPONSE  TO 
MECHANICAL  STIMULATION.   (E.)   Blum, 
A.  L.  (U.  Alabama  Med.  Ctr.,  Birmingham)  and 
G.  M.  Makhlouf.  Gut   1 2(8) :650-653,  1971. 

In  contrast  to  flow  rates  of  whole  saliva  obtained 
by  simple  drainage  (3.3-3.7  ml/lO  min)  in  3 
previous  large  series,  flow  rates  elicited  by 
deliberate  mechanical  stimulation  (suction,  cotton 
rolls,  forced  spitting)  were  about  twice  as  high. 
Provided  the  stimulus  was  adequate  in  this  Study 
of  32  healthy  subjects,  aged  4-38  yr.,  forced 
spitting  and  the  cotton  roll  technique  gave  rise 
to  similar  flow  rates.  Salivary  flow  increased 
in  general  with  age,  height,  and  body  weight. 
The  increase  in  flow  with  age  probably  reflected 
the  increase  in  body  weight.  Analysis  of  values 
by  age  group  disclosed  a  larger  response/kg  body 
weight  during  periods  of  rapid  growth  such  as  in 
adolescence  and  during  the  first  2  yr  of  life. 
This  relative  increase  in  response  may  be 
attributed  to  the  more  rapid  growth  of  internal 
organs  including  salivary  glands. 


Serum  and  salivary  immunoglobulin  levels  were 
measured  in  healthy  subjects  and  correlations 
were  made  between  ABO  blood  group  and  secretor 
status.   Mean  total  protein  concentrations  in  the 
saliva  were  considerably  lower  in  Individuals  of 
group  0  than  in  those  with  the  other  blood  groups. 
Although  no  correlation  was  found  between  serum 
and  salivary  protein  concentrations,  salivary 
protein  concentrations  increased  with  age  and 
were  markedly  greater  in  men  than  women.  No 
clear  differences  were  detected  in  the  serum  and 
salivary  concentrations  of  immunoglobulins  in 
people  of  the  different  ABO  blood  groups.  Salivary 
samples  contained  a  higher  proportion  of  IgA 
relative  to  IgG  than  would  have  been  expected 
from  their  respective  serum  concentrations.  No 
significant  differences  in  the  salivary  concentra- 
tions of  IgA  were  seen  in  individuals  of  the 
different  ABO  blood  groups.  Salivary  immuno- 
globulin and  total  protein  concentrations  were 
slightly  lower  in  non-secretors  than  in  secretors, 
but  only  IgA  levels  were  significantly  different. 
Serum  concentrations  of  IgA,  IgG,  and  IgM  were 
consistently  lower  in  non-secretors  than  in 
secretors,  but  the  differences  were  not  statisti- 
cally significant. 


6399      ABO  BLOOD  GROUPS,  SECRETOR  STATUS, 

SALIVARY  PROTEIN,  AND  SERUM  AND  SALIVARY 
IMMUNOGLOBULIN  CONCENTRATIONS.   (E.)   Waissbluth, 
J.  G,  (Univ.  Dept.  Med.,  Nottingham,  England)  and 
M.  J.  S.  Langman.  Gut    12(8)  :646-6'*9,  1971. 


6400      COMPARATIVE  CHARACTERISTICS  OF  STIMULATE! 

SALIVARY  GLAND  REGENERATION  IN  SOME 
MAMMALS.  (Rus.)  Ovsepian,  A.  A.  (Inst.  Vet. 
Zootechn.,  Erevan,  USSR).  Biull.  Eksp,  Biol. 
Med.    71(3):98-101,  1971. 
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6401      A  NEW  METHOD  FOR  MEASURING  GASTRIC 

ACID  SECRETION  IN  UNANESTHETIZED  RATS. 
(E.)   Borella,  L.  E.  (Ayerst  Res.  Labs.,  Montreal, 
Quebec,  Canada)  and  F.  Herr.  Gastroenterology 
61(3):345-356,  1971. 

A  new  technique  for  studying  the  physiology  and 
pharmacology  of  gastric  acid  secretion  is  pre- 
sented which  involves  the  placement  of  2  chronic 
cannulas  into  the  stomachs  of  rats  to  allow 
gastric  perfusion  after  anesthesia.  The  stomachs 
were  perfused  with  saline  and  the  perfusate  which 
was  collected  at  10-min  intervals  was  titrated 
to  determine  gastric  acid  secretions.   To  study 
changes  in  gastric  acidity,  some  animals  were 
perfused  with  dilute  NaOH  and  the  perfusate  pH 
was  continuously  recorded.   The  basal  acid 
secretion  showed  great  variation  between  animals, 


but  in  general  was  much  greater  in  unanesthet ized 
than  in  urethane-anesthet ized  animals.   Atropine 
(2.5  ug/kg  i.v.)  inhibited  basal  gastric  acid 
secretion.  Both  urethane  (1.5  g/kg  i.v.)  and 
phenobarbital  (150  mg/kg  s.c.)  depressed  gastric 
acid  secretion.   Histamine  (2  mg/kg  i.v.)  was 
more  effective  in  stimulating  gastric  acid  secre- 
tion in  unanesthetized  animals  than  in  rats  under 
urethane  anesthesia.   Showing  a  food  pellet  to  a 
starved  rat  caused  a  significant  increase  in  the 
rate  of  gastric  acid  secretion.  This  technique 
allows  the  accurate  measurement  of  the  time  of 
onset  and  duration  of  drug  action  on  gastric 
acid  secretion  in  anesthetized  rats. 


6402      BACTERIOLOGICAL  STUDY  OF  SALIVARY  AND 
GASTRIC  SECRETION.   STERILIZING  EFFECT 
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OF  HYDROCHLORIC  ACID  SECRETION.   (BASED  ON  100 
CASES),   (Fr.)   Levrat,  M.  (Edouard  Herriot  Hosp., 
Lyon,  France),  R.  Truchot,  R.  de  Montgolfier, 
and  A.  Moulin.  Arah.    Fr.   Mai.   App.    Dig.    60(6-7): 
285-292,  1971. 

Bacterial  contamination  was  found  in  the  saliva 
of  all. of  100  subjects,  but  only  10  of  90  subjects 
had  gastric  juice  with  bacterial  counts  of  more 
than  10'*  after  i  .m.  administration  of  betazole. 
All  10  subjects  with  contaminated  gastric  juice 
had  betazole-resistant  achlorhydria.   The  organisms 
most  often  isolated  from  both  saliva  and  gastric 
juice  were  Escherichia  col i ,  Enterococcus, 
Candida  albicans,  and  Streptococcus  viridans. 
Gastric  juice  from  all  subjects  with  normal 
gastric  acid  secretion  or  hypochlorhydria  was 
sterile.  These  findings  confirm  that  hydrochloric 
acid  sterilizes  gastric  juice. 


6403      REDUCTION  OF  GASTRIC  ACID  OUTPUT  IN 
RATS  BY  GLUCOSE.   (E.)   ThorsOe,  H. 
(Gentofte  Hosp.,  Copenhagen).  Saand.    J, 
Gastroenterol.    6(4) :319-321 ,  I97I. 

Wistar  rats  initially  subjected  to  Shay  pyloric 
ligation  were  then  injected  s.c.  with  either  SQ% 
glucose,  61  saline,  or  10%  saline,  all  in  a 
volume  of  2  ml/100  g.   Six  hours  after  injection 
the  abdomens  were  reopened  and  the  stomach 
excised.   Control  rats  either  received  no  injection 
or  an  injection  of  2  ml/100  g  isotonic  saline. 
No  significant  differences  were  found  between 
stomach  weights,  pH  of  gastric  contents,  and 
gastric  acid  outputs,  in  injected  rats  and  non- 
injected  controls.   Compared  with  controls,  rats 
receiving  glucose  or  (>%   or  101  saline  had 
significantly  decreased  stomach  weights  and  acid 
outputs  and  significantly  increased  gastric  pH. 
The  changes  were  most  marked  with  101  saline;  in 
these  rats  the  gastric  juice  contained  no  free 
HCl. 


6404      EFFECT  OF  GLUCAGON  ON  PENTAGASTR IN- 
INDUCED  GASTRIC  ACID  SECRETION  AND 
MUCOSAL  BLOOD  FLOW  IN  THE  DOG.   (E.)   Lin,  T.-M. 
(Lilly  Res.  Labs.,  Indianapolis.  Ind.)  and  M.  W. 
Warrick.  Gastroenterology   61 (3) :328-331 ,  I97I. 

During  inhibition  of  pentagastr i n- i nduced  gastric 
acid  secretion  the  effect  of  glucagon  on  gastric 
mucosal  blood  flow  was  studied  in  dogs  with 
Heidenhain  pouches  and  gastric  fistulas.   Both 
secretory  rates  and  acid  concentrations  were 
significantly  inhibited  for  up  to  3  hr  by  a  single 
injection  of  glucagon  (50  yg/kg  s.c).   In 
general,  the  acid  concentration  in  the  pouch  was 
decreased  to  a  much  greater  extent  than  that  in 
the  gastric  fistula.   Total  acid  secretion  and 
the  mucosal  clearance  of  aminopyrine  were  both 
significantly  reduced  by  glucagon,  whereas  the 
ratio  of  aminopyrine  concentrations  in  gastric 
juice  to  those  in  plasma  were  significantly 
increased  during  the  periods  In  which  acid 


secretion  was  initially  inhibited.   The  maximal 
inhibition  of  acid  secretion  was  about  75^  in 
the  pouch  and  kS%    in  the  fistula.   Similar  results 
were  obtained  with  i,v,  infusion  of  pentagastrin 
(1,2  ug/kg/hr).   The  inhibition  of  gastric  acid 
secretion  by  glucagon  is  probably  not  due  to  a 
decrease  in  mucosal  blood  flow,  but  to  the 
direct  action  of  glucagon  on  the  acid-producing 
eel  1 s. 


6405      POTENTIATION  OF  GASTRIC  ACID  RESPONSE 

TO  INCREASING  DOSES  OF  PENTAGASTRIN  BY 
SUBTHRESHOLD  DOSE  OF  METACHOLINE  IN  HEIDENHAIN 
POUCH  DOGS,   (E.)   Varro,  V,  (Univ,  Med.  Sch., 
Szeged,  Hungary),  J,  Kiss,  and  M,  Mignon.  Arah. 
Fr.   Hal.   App.   Dig.    60(6-7,  Suppl ,  2): 169-174,  1971 

Four  dogs  with  denervated  gastric  pouches  were 
used  to  determine  the  effect  of  subthreshold 
doses  of  methacholine  on  acid  secretion  in  the 
presence  of  pentagastrin.   Methacholine  (s,c.) 
significantly  increased  the  acid  secretion  in 
response  to  all  doses  of  pentagastrin  that  were 
tested.   Greatest  potentiation  was  seen  with 
maximal  doses  of  pentagastrin  (1.0  ug/kg/lS  min) 
and  amounted  to  between  0,7451-1,9559  mEq  of  free 
HCI/hr.   Based  on  the  calculated  theoretical 
maximal  acid  secretion  for  both  pentagastrin  and 
pentagastrin  plus  methacholine,  the  effect  of 
methacholine  potentiation  was  a  5-fold  increase 
in  acid  secretion.   As  previously  observed  with 
gastrin,  maximum  acid  secretion  is  a  function  of 
the  nature  and  combination  of  stimulants  used. 


6406  EFFECT  OF  CHOLECYSTOKININ  ON  HISTAMINE- 
AND  PENTAGASTR IN-STIMULATED  ACID 

SECRETION  IN  CONSCIOUS  CATS,   (E,)   Svensson, 
S.-O.  (Gen.  Hosp,,  Malmo,  Sweden)  and  S,  EmSs, 
Saand.   J.    Gastroenterol.    6(5) :371-376,  1971, 

The  effect  of  rapid  i.v,  injection  of  cholecy- 
stokinin  (CCI()  on  acid  secretion  stimulated  by 
continuous  i,v,  infusion  of  histamine  dihydro- 
chloride  (40  or  320  pg/kg/hr)  or  pentagastrin 
(4  ug/kg/hr)  was  studied  in  cats  with  gastric 
fistulas.   With  a  low  dose  of  histamine  producing 
i  the  maximum  response,  CCK  (1  and  20  Ivy  dog 
U/kg)  increased  acid  secretion  by  30  and  60I, 
resp.   With  a  large  dose  of  histamine  producing 
almost  maximal  response,  CCK  (20  U/kg)  inhibited 
acid  secretion  by  ZS%.      Available  experimental 
data  suggest  that  the  inhibition  of  gastrin-  or 
pentagastrin-st imulated  acid  secretion  by  CCK  is 
most  pronounced  in  dogs,  Intermediate  in  man,  and 
negl igible  in  cats, 

6407  THE  LONG-TERM  STABILITY  OF  THE  INSULIN 
TEST  AFTER  PARTIAL  VAGOTOMY  IN  THE  DOG. 

(E,)   Spencer,  J,  (Roy,  Postgrad.  Med,  Sch,, 
London)  and  G.  F,  Stening.  Br.   J.   Sura.    58(7): 
510-512,  1971. 

Five  dogs  with  gastric  fistulas  underwent 
unilateral  cervical  vagotomy  and  lower  thoracic 
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vagotomy  in  an  effort  to  study  the  gastric  response 
to  insulin.   During  the  6  months  after  partial 
vagotomy  no  decrease  occurred  in  the  gastric 
secretory  response  to  a  maximal  dose  of  i.v. 
histamine.   Prior  to  vagotomy,  the  mean  peak  acid 
output  in  response  to  insulin  (0.25  -0.50  U/kg) 
was  8.37  mEq/15  min.  During  the  6  months  after 
vagotomy,  there  was  no  significant  change  in  the 
peak  15  min  acid  responses  to  insulin,  except  for 
a  small  response  to  low  dosages  in  ^t  dogs  6  months 
after  surgery.   There  was  no  consistent  change 
during  these  6  months  in  the  dose  of  insulin 
required  to  give  the  highest  response.   The  peak 
acid  output  occurred  within  1  hr  of  insulin 
injection  in  08^  and  11%   of  the  early  tests  and 
6  month  tests,  resp.   No  dose  of  insulin  pro- 
duced a  significant  change  in  the  incidence  of  1st- 
hr  peak  acid  responses.   These  results  indicate 
that  in  the  dog  no  detectable  reinervation  occurs 
during  the  6  months  after  partial  vagotomy. 


61»08      THE  EFFECT  OF  SELECTIVE  GASTRIC  OR 

EXTRAGASTRIC  VAGOTOMY  ON  GASTRIC 
SECRETION  IN  CONSCIOUS  CATS.   (E.)   Spencer,  J. 
(Roy.  Postgrad.  Med.  Sch.,  London)  and  M.  I. 
Grossman.  Br.  J.    Surg.    58(7)  :'(89-'t92,  1971. 

The  effect  of  selective  gastric  vagotomy  on  the 
response  to  pentagastrin  and  histamine  in  2  cats 
with  gastric  fistulas  was  that  of  a  decreased 
mean  acid  output  to  all  doses  of  both  secretagogues. 
The  mean  reductions  varied  from  17  to  58^,^ 
responses  to  pentagastrin  and  histamine  being 
equally  reduced  by  vagotomy.   There  was  no 
tendency  for  pentagast r i n-st imul ated  secretion 
to  be  reduced  more  by  selective  gastric  vagotomy 
than  was  hi stamine-st imulated  secretion;  this 
differs  from  previously  observed  dog  responses. 
The  maximum  response  to  pentagastrin  was  not 
smaller  than  that  to  histamine;  this  also  differs 
from  findings  in  the  dog.  The  mean  acid  output 
in  response  to  pentagastrin  in  k   cats  with  both 
gastric  fistula  and  denervated  (Heidenhain) 
pouches  was  unchanged  after  selective  extragastric 
abdominal  vagotomy.   There  is  apparently  a  species 
difference  between  the  dog  and  the  cat  regarding 
the  effects  of  selective  gastric  and  extragastric 
vagotomy  on  gastric  acid  secretion  in  response 
to  gastrin. 

6^409      METHYL  HISTAMINES  AND  GASTRIC  SECRETION. 

(E.)   Code,  C.  F.  (Mayo  Clin.,  Rochester, 
Minn.),  S.  M.  Maslinski,  F.  Mossini,  and  H. 
Navert.  J.   Physiol.    (Land.)   217 (3) :557-571 ,  1971o 

The  effect  of  histamine  N-methy 1 h i stamine  (MH) 
and  N-dimethylhistamine  (DMH)  on  gastric  secretion 
was  studied  in  dogs  and  cats  with  Heidenhain 
pouches  or  gastric  fistulas.  MH  (0.25  or  0.5  uM/ 
hr)  evoked  the  production  of  l.'t-1.6  times  as  much 
HCl  as  equimolar  doses  of  histamine  when  ad- 
ministered i.v.  to  cats  with  gastric  fistulas. 
Smaller  doses  of  MH  and  DMH  than  of  histamine 
were  required  to  produce  the  maximal  HCl  output 


in  dogs  with  Heidenhain  pouches;  however,  there 
was  no  significant  difference  between  the  maximal 
output  induced  by  the  3  compounds.   DMH  had  a 
2-fold  greater  potency  than  histamine  at  a  level 
i  of  the  maximal  level.   When  MH  and  DMH  (0.1-_ 
1.0  pM/hr)  were  administered  to  dogs  or  cats  with 
gastric  fistulas  via  arteries  supplying  blood 
to  the  stomach  or  to  dogs  with  Heidenhain  pouches 
via  local  arteries,  both  caused  production  of 
'♦.1-13.9  times  as  much  HCl  as  equimolar  doses  of 
histamine.  The  HCl  response  to  i.v.  administration 
of  histamine  or  MH  was  greater  when  the  compounds 
were  injected  into  the  systemic  circulation  than 
into  the  portal  circulation  of  dogs  with  gastric 
pouches.   Both  MH  and  DMH  are  more  potent  gastric 
acid  secretory  stimulants  than  histamine  in  dogs 
and  cats  and  may  be  involved  in  the  normal 
stimulation  of  parietal  cells. 

6i»10      INHIBITION  OF  GASTRIC  SECRETION  BY 

ATROPINE  IN  CONSCIOUS  RATS.   (E.) 
Johansson,  I.  (U.  Lund  Inst.  Physiol.,  Sweden), 
L.  Lundell,  and  S.  E.  Svensson.  J.    P'hys%ol. 
(Land.)   217(3):723-735,  1971. 

The  effect  of  atropine  on  pepsin  and  acid 
secretion,  stimulated  by  feeding,  vagus  excitation 
or  infusions  of  methachol i ne,  histamine,  or 
gastrin,  was  studied  in  conscious  rats  with  a 
Pavlov  or  a  Heidenhain  pouch.   Atropine  (100 
ug/kg  i.Vo),  injected  30  min  after  2-deoxy-D- 
glucose  stimulation,  reduced  acid  and  pepsin 
secretion  to  preinjection  levels  for  more  than 
1  hr.   Atropine  inhibited  plateau  secretion  of 
acid  obtained  by  infusion  of  submaximal  doses 
of  hog  gastrin  II ,  by  about  50^  in  the  Pavlov 
and  the  Heidenhain  pouches.  Atropine  also 
suppressed  acid  and  pepsin  secretion  in  response 
to  food  in  both  the  Pavlov  (more  prolonged)  and 
the  Heidenhain  pouches.   Methachol i ne-induced 
acid  and  pepsin  secretion  was  almost  completely  _ 
inhibited  by  atropine  in  the  denervated  Heidenhain 
pouch.   Atropine  reduced  histami ne- i nduced  acid 
and  pepsin  secretion  by  about  50^  for  1  hour. 
Apparently  atropine  causes  a  nonspecific  decrease 
in  the  responsiveness  of  the  parietal  cell  to 
stimulating  influences. 

6/411      USE  OF  A  MICROMETHOD  TO  STUDY  INHIBITION 

OF  PEPSIN  PROTEOLYSIS  BY  HIGH  MOLECULAR 
WEIGHT  ANIONS.   (Fr.)   Andre,  C.  (EdouardHerriot 
Hosp.,  Lyon,  France),  J.  E.  Harthill,  R.  Lambert, 
and  W.  Anderson.  Arah.    Fr.    Mat.    App.    Vig. 
60(6-7,  Suppl.  2):123-136,  1971. 

A  micromethod  was  developed  which  uses    I- 
labeled  human  serum  albumin  (RISA)  to  measure 
small  amounts  of  pepsin.   Pepsin  activity  was 
linearly  related  to  RISA  concentrations  between 
250-1000  vig/2  ml  for  up  to  180  min  of  incubation. 
High  molecular  weight  anions  with  a  high  content 
of  sulfate  esters  were  the  most  active  inhibitors 
of  pepsin,  while  sulfated  and  nonsulfated  acid 
glycoproteins  and  dextran  phosphates  were  less 
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active.   No  changes  occurred  in  pepsin  inhibition 
over  a  3-hr  period  with  inhibitor  concentrations 
as  high  as  300  ug/2  ml  (heparin,  chondroitan 
sulfate,  carrageenans)  or  '♦OO  ug/2  ml  (dextran). 
A  decrease  in  substrate  protection  with  increasing 
proteolysis  times  occurred  with  sulfated  and 
nonsulfated  acid  glycoproteins,  but  only  non- 
sulfated  acid  glycoproteins  caused  increasing 
pepsin  inhibition  with  increasing  pH.   The  extent 
of  pepsin  inhibition  was  not  changed  by  addition 
of  the  inhibitor  before  or  after  the  enzyme. 


6k]2  FORMATION  OF  ALKAL I -STABLE  PEPSIN 

COMPLEXES  FROM  HUMAN  GASTRIC  JUICE 
PEPSIN.   (E.)   Seijffers,  M.  J.  (Hebrew  U.- 
Hadassah  Hosp.,  Jerusalem)  and  R.  Tkatch. 
Enzymologia  h]{2):8]-30,    1971. 

The  in  vi  tro  formation  of  human  pepsin-pepsin 
inhlFTtor  (HPPI)  complexes  from  human  gastric 
juice  pepsin  was  investigated  in  gastric  mucosal 
extracts.  Gastric  juice  lost  all  proteolytic 
activity  when  dialyzed  with  phosphate  buffer  but 
retained  its  proteolytic  activity  when  mixed  with 
a  crude  human  pepsin  inhibitor  extract  that  was 
previously  acidified  to  pH  1,5,  alkalized  to  pH 
12.0,  and  subsequently  neutralized  to  pH  6.5. 
The  increase  in  proteolytic  activity  was  linearly 
related  to  the  volume  of  the  extract  used.   The 
residual  proteolytic  activity  of  a  mixture  of  1 
ml  gastric  juice  and  1  ml  of  the  extract  was 
approximately  50%   of  the  potential  proteolytic 
activity  of  the  extract.  Acidification  of  the 
gastric  mucosal  extract  followed  by  incubation 
at  pH  k.O   resulted  in  decreased  pepsin-Inhibitor 
activity.  The  milk  clotting  activity  of  gastric 
Juice  and  gastric  extracts  was  absent  when 
dialyzed  at  pH  7.8,  while  acidification  and 
incubation  at  pH  '♦.O  restored  the  activity. 
Acidified  combinations  of  human  gastric  juice  and 
pepsin  inhibitor  extract  retained  their  proteolytic 
activity  when  dialyzed  against  phosphate  buffer 
at  pH  7.8  for  '»8  hr  at  kC   due  to  the  formation 
of  alkali-stable  HPPI  complexes  from  the  pepsins 
in  gastric  juice  and  the  pepsin  inhibitor  from 
gastric  mucosal  extract. 


6'tl3      EFFECT  OF  FOOD  ON  SERUM  GASTRIN 

EVALUATED  BY  RADIOIMMUNOASSAY.   (E.) 
Korman,  M.  G.  (Monash  U.  Dept.  Med.,  Melbourne, 
Australia),  C.  Soveny,  and  J.  Hansky.  Gut    12(8): 
619-624,  1971. 

The  effect  of  standard  meals  and  individual  food 
constituents  on  serum  immunoreact i ve  gastrin  was 
studied  in  23  healthy  volunteers  with  and  without 
prior  administration  of  atropine  sulfate  (0.6  mg 
i.m.).   Serum  gastrin  levels  were  significantly 
increased  after  the  ingestion  of  protein,  fat, 
carbohydrate,  alcohol,  casilan,  glycine,  and 
glucose  after  prior  treatment  with  atropine. 
Greater  increases  were  observed  with  fat,  alcohol, 
casilan,  and  glycine  when  animals  were  previously 
treated  with  atropine.   Neither  distilled  water 


nor  atropine  alone  caused  any  significant  altera- 
tions in  serum  gastrin  levels.   Thus,  in  normal 
man,  the  ingestion  of  various  foods  elicits  a 
rise  in  serum  gastrin,  probably  due  to  local 
stimulation  of  gastrin  release.   The  involvement 
of  a  vagal  component  in  this  response  is  indicated 
by  the  commencement  of  the  response  within  10  min 
of  ingestion. 

(ik]k  GASTRIC  CLEARANCE  OF  SERUM  ALBUMIN  IN 

NORMAL  HUMAN  SUBJECTS.   (Fr.)   Brassinne, 
A.  (U.  Liege  Inst.  Med.,  Belgium).  Arah.    Fr, 
Malo   App.    Dig.    60(6-7,  Suppl .  l):\kl-\52,    1971. 

After  i,v,  injection  of  ^^l-igbeled  albumin  (100 
uC) ,  the  gastric  clearance  of  serum  albumin  was 
measured  by  gastric  intubation  in  35  normal 
subjects  before  and  after  stimulation  of  acid 
secretion  by  histamine  (0.5  mg  s.c.),  betazole 
(100  mg  s.c),  insulin  (0.15  U/kg  i.v.),  or 
pentagastrin  (6  yg/kg  s.c).   Acidity  was 
neutralized  in  vivo  by  perfusing  the  stomach  with 
a  bicarbonate  solution  containing  ^^^l-labeled 
albumin  so  that  corrections  could  be  made  for 
escape  through  the  pylorus  and  for  protein 
digestion.   A  correction  was  also  made  for 
microscopic  bleeding  by  labeling  RBC  with  ^^Fe. 
Gastric  clearance  of  serum  albumin  was  found  to 
be  independent  of  acid  secretion.   The  normal 
loss  of  albumin  in  the  stomach  was  estimated  to 
be  2.18  g/2'4  hr,  accounting  for  13%  of  the  total 
breakdown  of  this  protein. 


6415      EFFECTS  OF  FOOD  INGESTION  ON  THE  CELL 

PROLIFERATION  KINETICS  IN  THE  CANINE 
FUNDIC  MUCOSA.   (E.)  Willems,  G.  (St.  Pierre 
Hosp.,  Brussels,  Belgium),  Y.  Vansteenkiste,  and 
P»  Smets.  Gastroenterology   61 (3) :323-327,  1971. 

The  effect  of  food  ingestion  on  DNA  synthesis 
and  mitotic  activity  was  investigated  in  the 
fundic  mucosa  of  k   fasted  dogs.  After  Ingestion, 
mucosal  biopsies  showed  that  both  the  labeling 
index  {%   of  cells  in  DNA  synthesis)  and  mitotic 
index  increased  in  all  k   animals  following  a  lag 
period  of  12  and  20  hr.   In  fasted  animals 
no  correlation  was  found  between  labeling  and 
mitotic  indexes  with  the  hour  of  biopsy.  The 
proportion  of  labeled  cells  in  the  glandular  site 
of  greatest  proliferation  to  the  whole  labeled 
cell  population  was  similar  in  controls  (96.5%) 
and  in  specimens  taken  16  hr  after  food  ingestion 
(9'(.6%).  However,  in  contrast  to  fasted  controls 
some  labeled  cells  were  found  in  the  superficial 
epithelium  of  these  latter  specimens.  The 
height  of  foveolae  decreased  greatly  after  feeding, 
remained  at  this  level  until  the  20th  hr  and 
almost  reached  preprandial  levels  by  the  2'4th 
hr.  Therefore,  refeeding  of  animals  after  a 
prolonged  fast  is  followed  by  a  delayed  but 
marked  stimulation  of  cell  turnover  in  the  fundic 
mucosa  of  dogs. 


6416 


MODIFIED  METHOD  FOR  THE  SIMULTANEOUS 
DETERMINATION  OF  SALIVARY  AND  GASTRIC 
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SECRETION  IN  SWINE.   (Rus.)   Aliev,  A.  A.  (All- 
Union  Inst.  Anim.  Husband.,  Moscow)  and  E.  Z. 
Tkachev.  Fiziol.    Zh.   SSSR   57(6) :921-922,  1971. 

A  surgical  technique  is  described  for  mal<ing 
fistulas  in  the  esophagus  and  stomach  of  swine  in 
such  a  way  that  the  animals  can  be  fed  normally 
and  do  not  require  special  care.   By  using  this 
technique  it  was  found  that  a  mean  of  296  ±  60  ml 
of  saliva  was  secreted  during  a  meal  and  that 
the  mean  volume  of  gastric  Juice  secreted  in  the 
first  30  min  after  the  swine  began  to  eat  was 
102  ±  9  ml .  The  secretion  of  gastric  juice 
reached  a  maximum  during  the  first  5  min  end  then 
decreased.  The  mean  amylase  activity  of  the 
saliva  was  179  ±  32  U/ml ,  and  the  gastric  juice 
contained  consistently  high  concentrations  of 
pepsin  (116  +  5  Hunt  units/ml). 

kk]7  RELATION  BETWEEN  GASTRIC  AND  PANCREATIC 

PROTEASES  (ACCORDING  TO  THE  RESULTS 
OBTAINED  FROM  HYDROLYZING  VARIOUS  PROTEINS). 
(Rus.)   Nasledova,  N.  I.  (Inst.  Physiol.,  Novo- 
sibirsk, USSR).  Fisiol.    ZK   SSSR   57(8) : 1 1 78-1 1 83 , 
1971. 

Proteolytic  anzyme  activity  for  vegetable  (starch) 
and  animal  (beef  muscle)  proteins  was  measured 
in  homogenates  from  the  gastric  mucosa  and  pancreas 
of  dogs,  hedgehogs,  a  bat,  ground  squirrels, 
guinea  pigs,  and  rabbits,  and  calculations  were 
made  of  the  ratio  of  vegetable  protein  (VP)  to 
animal  protein  (AP)  digested.  This  ratio  varied 
from  one  species  to  another.   In  general,  gastric 
protease  hydrolyzed  mostly  VP,  except  in  the  bat 
and  2  of  the  7  hedgehogs.   In  herbivores  pan- 
creatic proteases  acted  primarily  on  AP  while  in 
carnivores  they  digested  primarily  VP.   In  1-2- 
day-old  chicks,  however,  pancreatic  protease 
digested  primarily  VP,  while  in  chicks  fed  for  1 
month  on  plant  and  meat  diets,  resp.,  pancreatic 
protease  digested  primarily  VP  and  AP,  resp. 
Experiments  performed  on  fasting  and  non-fasting 


guinea  pigs  and  rats  suggest  that  there  is  a 
direct  relation  between  the  production  of  gastric 
and  pancreatic  proteases. 

6i»l8      EFFECT  OF  BORON  IN  DRINKING  WATER  ON 
THE  SECRETORY  AND  DIGESTIVE  ACTIVITY 
OF  THE  GASTROINTESTINAL  TRACT  OF  DOGS.   (Rus.) 
Khachatrian,  T.  S.  Gig.    Sccnit.    36(0:11-15,  1971 

6419      SECRETORY  FUNCTION  OF  THE  FREE  GASTRIC 

TRANSPLANT.  (Rus.)  Skobelkin,  0.  K. 
and  M.  C.  Khovanskaia.  I^isip.  Khir.  Anesteziol. 
l6(l):32-36,  1971. 


6/,20      NEW  THIOCARBOXAMIDES  DERIVATIVES  WITH 

SPECIFIC  GASTRIC  ANTISECRETORY  PROPERTIES. 
(E.)   Malen,  C  E.  (Sci.  Union,  Div.  Pharma<:ol. 
ies.,  Suresnes,  France) ,  B.H.Danree  ad.  B.  L. 
Pascaud.  J.Med.    Chem.    \k{l)  xlhh-lhb,    19/1. 


6^421       IMMUNOFLUORESCENT  STAINING  OF  THE 

GASTRIC  MUCOSAL  GLYCOPROTEIN  IN  FETAL 
GUT.   (E.)   Kawasaki,  H.  (Univ.  Sch.  Med., 
Kurume,  Japan),  K.  Imasato  and  K.  Nakayama. 
Kumme  Med.   J.    18(2):  83-87,  1971. 


6;,22  CYTOCHEMICAL  IDENTIFICATION  OF  "ENDO- 
CRINE" CELLS  IN  THE  GASTRIC  MUCOSA  OF 
PATIENTS  WITH  NORMAL  AND  ABNORMAL  H+  SECRETION, 
AND  THEIR  CORRELATION  WITH  PARIETAL  CELL  MASS 
AND  H'*'  OUTPUT.  (Ger.)  Lorenz  Meyer,  H.  (Univ. 
Med  Clin.,  Marburg/Lahn,  Germany) ,H.  Menge  and 
R.  Bloch.  Klin.  Woahensahr.  h3(\\)  :b3^-b^'*, 
1971. 


See  also  numbers:   630't,  6519,  652'* 
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6A23      CHOLESTEROL  ESTERASE  ACTIVITY  OF  RAT 

PANCREATIC  JUICE.   EFFECT  OF  pH  AND 
BILE  SALT  ON  THE  ENZYME-CATALYSED  EQUILIBRIUM  STATE 
(E.)   Filipek-Wender,  H.  (Med.  Sch.,  Poznan, 
Poland)  and  B.  BorgstrOm.  Acta  Bioohim.    Pol. 
18(0:1-10,  1971. 

Gel-filtration  and  ion-exchange  chromatography 
failed  to  separate  synthesizing  and  hydrolysing 
activities  of  cholesterol  esterase  in  rat  pancreatic 
juice.   Maximum  hydrolytic  activity  against 
cholesteryl  oleate  was  eluted  with  anionic  pro- 
teins in  the  same  tube  as  the  maximum  esterifying 
activity,  with  an  identical  distribution  around 
the  symmetrical  peak.  The  percent  molar  composition 
of  cholesteryl  ester  and  free  fatty  acid  at 
equilibrium,  starting  either  from  cholesteryl 
oleate  or  from  cholesterol  and  oleic  acid  at  two 
chosen  pH  values,  was  strikingly  similar;  both 
were  pH-dependent.   Low  pH  values  favored  formation 
of  cholesteryl  ester  while  high  pH  values  favored 
the  free  sterol.  At  pH  6  the  position  of  the 
equilibrium  in  the  presence  of  different  bile 
salts,  necessary  for  the  enzyme  activity  was 
very  similar:  10%   of  the  cholesteryl  moiety  was 
present  in  the  free  form  and  about  80I  in  the 
esterified  form.  Almost  1001  fatty  acid  exchange 
occurred  only  with  trihydroxy  bile  salts.   The 
dihydroxy  bile  salts  had  a  similar  but  less 
complete  effect.   The  reaction  mechanism  is 
probably  similar  to  that  described  for  pancreatic 
lipase  and  is  explained  by  the  low  water  concen- 
tration at  the  site  of  enzyme  action. 


6425      ON  THE  FUNCTION  OF  BILE  SALTS  AND 

PROTEINS  AS  COFACTORS  OF  LIPASE.   (E  ) 
Brockerhoff,  H.  (Fisheries  Res.  Board.  Lab 
^jlVt^'    n°''^  Scotia,  Canada).  J.    Biol.    Chem. 
246(18) :5828-5831,  1971. 

Pancreatic  lipase  was  rapidly  and  irreversibly 
inactivated  at  a  hexadecane-water  interphase, 
and  the  unfolded  protein  was  very  slowly  released 
into  the  aqueous  phase.   Sodium  deoxycholate 

3  ^  '°"  M)  and  sodium  taurocholate  (3.6"  x 
10-  M)  both  effectively  reduced  denaturat ion. 
Albumin  protected  the  lipase  almost  as  well  as 
bile  salts,  by  unfolding  and  blocking  the 
interphase.   Sodium  dodecyl  sulfonate  did  not 
prevent  1 ipase  denaturat ion.   Denaturation  of 
lipase  also  occurs  at  the  interphase  of  the 
substrates,  tributyrin  or  olive  oil,  and  water. 
Kinetic  studies  demonstrated  that  taurocholate 
and  albumin  could  prevent  but  could  not  reverse 
enzyme  unfolding,  which  may  explain  the  accelerating 
effect  on  lipolysis  that  these  agents  possess. 
One  of  the  functions  of  bile  salts  and  of  protein 
cofactors  is  to  protect  the  native  structure  of 
lipase  and  to  keep  the  oil-water  interphase  free 
from  blockage  by  unfolded  proteins.   Lipase 
requires  isolation  from,  rather  than  binding  to, 
the  hydrophobic  moieties  of  Its  substrates,  and 
It  relies  on  the  help  of  surfactants  for  the 
prevention  of  hydrophobic  bonding  and  unfolding. 
This  interpretation  agrees  with  previous  evidence 
on  the  lack  of  lipophilic  bonding  in  the  substrate- 
enzyme  complex. 


6424      THE  INTERACTION  OF  LIPASE,  LIPASE 

COFACTOR  AND  BILE  SALTS  IN  TRIGLYCERIDE 
HYDROLYSIS.   (E.)   Morgan,  R.  G.  H.  (U.  Western 
Australia  Dept.  Physiol.,  Nedlands)  and  N.  E. 
Hoffman.  Bioahim.    Biophys.   Acta   248(1 ):  143-1* /♦O, 

Sodium  taurodeoxycholate  strongly  inhibited 
lipase  at  all  bile  concentrations  above  3  mM  in 
the  absence  of  cofactor.   In  the  presence  of 
cofactor,  lipase  was  stimulated  by  these  concen- 
trations of  bile  salts.   Between  concentrations 
of  1  and  7  mM  sodium  taurocholate  first  Increased 
and  then  decreased  lipase  activity  to  the  same 
extent  whether  or  not  cofactor  was  present. 
Above  7  mM,  sodium  taurocholate  inhibited  lipase 
in  the  absence  of  cofactor  but  stimulated  lipase 
activity  in  the  presence  of  cofactor.   When  human 
lipase  and  cofactor  were  used,  an  essentially 
similar  picture  was  seen  although  lipase  activity 
was  initially  much  lower  than  in  experiments  with 
rat  juice.   Cofactor  had  no  effect  on  lipolysis 
'f  bile  salts  were  absent,  but  was  required  for 
optimal  lipolysis  in  the  presence  of  bile  salts 
above  their  critical  micellar  concentration. 
Cofactor  may  therefore  b.e  of  physiological 
iniportance  in  normal  fat  digestion 


6426      ROLE  OF  DOPAMINE  IN  THE  SECRETORY 
MECHANISM  OF  THE  CANINE  PANCREAS. 
(E.)   Takeuchi,  0.  (Tohoku  U.  Sch.  Med.,  Sendal, 
Japan),  S.  Satoh,  and  K.  Hashimoto.  Tohoku  J 
Exp.    Med.    104(2) : 203-204,  1971. 

The  pharmacological  effects  of  L-dopa,  dopamine, 
epinephrine,  norepinephrine,  Isoprenal I ne  and 
secretin  on  pancreatic  blood  supply  and  secretory 
activity  in  dogs  was  studied  _i_n  situ  by  infusion 
into  the  pancreas  under  constant  pressure. 
Dopamine  caused  a  profuse  flow  of  juice  with  a 
slight  vasoconstriction,  depending  on  the  doses 
ranging  from  1-10  ug.   In  10  animals  the  secretory 
effect  of  0.1  U  of  secretin  was  roughly  equivalent 
to  that  of  1-3  ug  of  dopamine.   Unlike  dopamine, 
norepinephrine,  epinephrine,  and  isoprenal ine 
did  not  elicit  a  flow  of  juice:   while  nor- 
epinephrine and  epinephrine  caused  vasoconstric- 
tion and  isoprenal ine  caused  dilatation.   L-Dopa 
caused  a  profuse  flow  of  pancreatic  juice  after 
a  delay  of  a  few-minutes.   I. v.  administration 
of  dopamine  clearly  induced  pancreatic  secretion 

^^  n  f  n/.°^  r°  '^^^^  ""^ '  ^^  '"  ^o^S'^'V  equivalent 
to  u  3  u/kg  of  secretin.   Dopamine  apparently  is 
involved  in  the  secretory  mechanism  of  the  canine 
pancreas . 
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6it27      THE  EFFECT  OF  ADRENALINE  AND  NORADREN- 
ALINE ON  THE  BLOOD  FLOW,  ELECTRICAL 
CONDUCTANCE  AND  EXTERNAL  SECRETION  OF  THE  PANCREAS. 
(E  )   Barlow,  T.  E.  (U.  Newcastle  upon  Tyne  Med. 
Sch..  England),  J.  R.  Greenwell.  A.  A.  Harper 
and  T.  Scratcherd.  J.    Physvol.    (Land.)    217U;. 
665-678,  1971. 

Epinephrine  or  norepinephrine  (CZii-^^O  yg/kg 
injected  i.v.  over  2-3  sec)  caused  biphasic 
changes  in  pancreatic  transverse  electrical 
conductance  which  followed  a  uniform  pattern. 
After  a  latent  period  of  5-30  sec  there  was  an 
initial  decrease  in  conductance  followed  by  a 
phase  of  increased  conductance.  The  phase  of^ 
decreased  conductance  was  associated  with  a  rise 
in  arterial  blood  pressure,  but  conduction  was 
still  increased  when  blood  pressure  had  returned 
to  normal.  The  duration  of  the  phases  of  the 
response  persisted  longer  after  epinephrine  than 
norepinephrine.   Inhibition  of  the  volume  rate  of 
secretion  always  followed  a  rapid  i.v.  injection 
of  either  catecholamine;  inhibition  coincided 
with  the»phase  of  decreased  conductance  and  often 
persisted  into  the  increased  conductance  phase. 
Weight  for  weight,  epinephrine  produced  changes 
of  greater  magnitude.  The  phase  of  decreased 
conductance  and  blood  flow  was  abolished  by  an 
a-receptor  blocking  agent  (phenoxybenzamine) ,  and 
the  phase  of  increased  conductance  and  blood    _ 
flow  by  a  combination  of  a-  and  B-receptor  blocking, 
agents  (pronetalol  and  propranolol).   Inhibition 
!of  secretion  occurred  after  a-receptor  blockade 


in  the  absence  of  vasoconstriction,  suggesting 
that  the  catecholamines  have  a  direct  action  on 
the  eel  1 . 

61i28      CORRELATION  BETWEEN  PANCREATIC  SECRETORY 

FUNCTION  AND  AGE.   II:   STUDIES  ON 
STIMULATION  WITH  PANCREOZYMIN  AND  SECRETIN.   (Cz.) 
Bartos,  V.  (Charles  U.  1st  Intern.  Dis.  Clin., 
Hradec  Kralove,  Czechoslovakia)  and  J.  Groh, 
Lek.    Zpr.   Kekfak.   Karlovy  Univ.    16(3-'*)  :51-t>2, 
1971. 

6i429      EXPERIMENTAL  ANALYSIS  OF  SO-CALLED 

PANCREATIC  REGENERATION.   (Fr.) 
Mallet  Guy,  P.,  J.  Brunon  and  J.  Feroldi.  Lyon 
Chir.    67(l):39-'*6.  1971. 


6i»30 

(Rus.) 
USSR). 
1971. 


CHANGES  IN  THE  VOLUME  OF  BODY  FLUIDS 
IN  RATS  WITH  EXPERIMENTAL  PANCREATITIS. 
Lavrova,  Z.  S.  (Inst.  Exp.  Med   Leningrad, 
Biull.   Eksp.   Biol.  Med.    71  (5)  :'*7-'»8, 


6A31 


SOME  INDICES  OF  PANCREATIC  FUNCTION 
AFTER  DUODENECTOMY  AND  RESECTION  OF 
THE  SMALL  AND  LARGE  INTESTINE.  /^"^J   Martov, 
I   B.  Zdravookhr.    Beloruss.    17(2) : 1 3-lb,  i3/i. 


See  also  numbers:  630'.,  637^.  ^^.W.  7089 
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6^*32      PROTECTIVE  ACTION  OF  THE  ASPARTIC  ACID 

ON  LIVER  STEROID  DEHYDROGENASES  IN 
EXPERIMENTAL  CHRONIC  INTOXICATION  WITH  CARBON 
TETRACHLORIDE.   (E.)   Fodor,  0.  (Inst.  Public 
Health  Med.  Res.,  Cluj,  Rumania),  D.  Tapalaga, 
and  F.  Barbarino.  Aota  Gastroenterol.    Bela. 
3k{6}:kk7-k5k,    1971.  ^ 

The  effect  of  aspartic  acid  on  liver  steroid 
dehydrogenases  was  studied  in  male  rats  after 
administration  of  CCl/,  (O.l  ml/kg  i.m.  k   times  a 
week)  for  6  weeks.   In  CC1i,-treated  rats  all  the 
reactions  for  steroid  dehydrogenases  became 
negative  in  a  relatively  large  zone  radiating  from 
the  center  of  the  lobule,  in  some  cells  of  the 
intermediary  zone,  and  along  some  stripes  passing 
through  the  hepatic  tissue.   Aspartic  (0.5  ml  of 
a  S%   solution  administered  i.p.  with  the  CCU) 
exerted  a  protective  effect  over  the  steroid 
dehydrogenases  as  indicated  by  a  less  negative 
response  of  the  hepatic  parenchymal  cells.   Aspartic 
acid  also  protected  several  other  dehydrogenase 
reactions,  including  NADH  -diaphorase,  glucose-fj- 
phosphatase  and  membrane  ATP-ase.   The  protective 
effect  of  the  aspartic  acid  on  these  enzymes 
corresponded  to  the  limitation  of  structural 
lesions  (necrosis,  vascuolar  dystrophy  and 
connective  tissue  proliferation)  and  with  the 
conservation  of  the  hepatocellular  glycogen  and 
ribosomal  RNA.   Thus,  therapeutic  administration 
of  aspartic  acid  may  be  Justified  by  its  correcting 
effect  on  the  metabolism  of  the  steroid  hormones. 


(>h33  CARBON  TETRACHLORIDE  HEPATOTOX  I  C  ITY  IN 

FEMALE  RATS.   (E.)   Srinivasan,  S. 
(Case  Western  Reserve  U.  Sch.  Med.,  Cleveland) 
and  R.  0.  Recknagel.  Exp.    Mol.    Pathol.    15(2)- 
268-270,  1971. 

CCl/,  (5  ml/kg)  was  administered  by  stomach  tube 
to  female  rats  and  after  3  hr  conjugated  diene 
absorption  was  monitored  in  hepatic  microsomal 
lipids  and  hepatic  neutral  lipids  were  quantitatively 
measured.   A  significant  elevation  in  the  UV 
spectra  was  observed  for  CCH-treated  rats  in 
the  region  from  225-250  my.   The  difference 
spectrum  obtained  from  the  spectrophotometr ic 
analysis  of  1  Iyer  microsomal  lipids  (CCli,-poisoned 
minus  controls)  showed  a  typical  conjugated  diene 
absorption  maximum.   The  hepatic  neutral  lipid 
content  increased  markedly  within  3  hr  after 
ecu  administration  (77.62  vs.  42.07  mg/liver/100 
gbody  weight).   At  one  hour  after  CCli,  administra- 
tion, differences  in  the  optical  density  which 
almost  completely  disappeared  after  2k   hr  indi- 
cated rapid  onset  of  microsomal  lipid  peroxidation. 
Thus,  CCl/,  seems  to  induce  the  rapid  onset  of 
peroxidative  lipid  decomposition  in  the  liver 
endoplasmic  reticulum  of  female  rats,  as  it  does 
in  the  male  rat. 


(>k3h  SIMPLIFIED  METHOD  FOR  ISOLATION  OF 

INTACT  AVIAN  AND  RAT  LIVER  PARENCHYMAL 
CELLS.   (E.)   Capuzzi,  D.  M.  (Johns  Hopkins  U. 
Sch.  Med.,  Baltimore,  Md.),  V.  Rothman,  and  S. 
Margolis.  Bioahem.    Biophys.   Res.    Commun. 
h5{2):kZ]-k2B,    1971. 

The  livers  of  anesthetized  young  white  rock 
cockerels  and  male  Sprague-Dawley  rats  were 
perfused  for  15  min  in  situ  through  the  portal 
vein  with  a  collagenase  and  hyal uron idase 
solution,  minced,  and  then  incubated  in  the 
enzyme  solution.   The  recovery  of  liver  cells 
was  '(0  to  60^  with  a  range  of  2.i(-3.5  x  10^ 
cells/ml  (cockerel  liver)  and  0o75-1.25  x  10^ 
cells/ml  (rat  liver)  when  diluted  l:40with 
incubation  medium.   Most  of  the  cells  excluded 
nigrosin  dye  for  the  first  3  days  in  culture  and 
501  were  not  damaged  as  viewed  by  the  electron 
microscope.   Incorporation  of  ^"^C-acetate  by 
cockerel  hepatocytes  was  very  rapid  for  60  min 
and  reached  a  plateau  by  120  min.   The  linear 
period  of  acetate  incorporation  was  not  prolonged 
by  a  10-fold  increase  in  acetate  concentration. 
Lipids  were  synthesized  in  cockerel  livers  of  3 
to  k   days  with  the  initial  rate  declining  after 
the  first  24  hr.   ^"^C-serine  incorporation  into 
cockerel  cellular  protein  was  markedly  higher 
when  cells  were  incubated  in  simple  (HC03"-free 
Hank's  solution)  rather  than  complex  medium 
containing  ]0%   chicken  serum  but  after  72  hr  of 
incubation  the  rate  of  incorporation  was  about 
the  same  in  simple  and  complex  medium.   The 
effects  of  insulin  and  3',5'-cyclic  AMP  on 
hepatocyte  lipid  synthesis  were  compatible  with 
results  obtained  in  liver  perfusion  and  slice 
experiments.   This  technique  may  be  useful  for 
'"  vitro  study  of  physiological  regulatory 
mechan  i  sms. 


6435      A  RELIABLE  INDEX  OF  TISSUE  METABOLIC 
ACTIVITY  DURING  THE  INITIAL  PHASE  OF 
RAT  LIVER  REGENERATION.   (E.)   Menyh^rt,  J. 
(Semmelweis  U.  Med.,  Budapest,  Hungary),  A. 
HorvSth,  and  A.  Rosta.  Aata  Biochim.    Biophys. 
Acad.   Soi.   Hung.    6(2) : 1 39-144,  1971. 

Anaerobic  glycolytic  potential,  chemical  composi- 
tion, and  oxygen  consumption  of  regenerating 
rat  liver  tissues  were  studied  following  2/3 
partial  hepatectomy.   During  the  initial  phase 
of  rat  liver  regeneration  (12-24  hr),  the  dry 
matter  content  of  the  tissue  increased,  protein 
content  decreased,  lipid  content  increased  4- 
fold,  and  glycogen  decreased  almost  to  zero. 
Lipids,  accounting  for  about  15^  of  the  dry 
material  of  normal  liver,  amounted  to  about  50% 
of  the  dry  matter  in  the  regenerating  liver. 
Since  there  is  a  change  in  dry  matter  composition, 
the  conventional  Q-value  (metabolic  activlty/mg 
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dry  matter/hr)  is  not  a  valid  index  of  tissue 
metabolic  activity  during  liver  regeneration, 
whereas  the  specific  metabolic  activityis  more 
reliable.   Specific  metabolic  activity  is 
essentially  identical  with  the  conventional  Q 
value  with  the  exception  that  protein  content^ 
instead  of  dry  weight  is  used  as  a  reference  m 
the  calculations. 

61»36      UREA  PRODUCTION  BY  RAT  LIVER  SLICES  AT 

VARIOUS  UREA  CONCENTRATIONS  IN  THE 
MEDIUM.   SHORT  COMMUNICATION.   (E.)   Menyh^rt,  J. 
(Semmelweis  U.  Med.,  Budapest),  f^.    Horv^th,  and 
A  Rosta.  Aata  Bioahim.    Biophys.   Aaad.    Sqi.    Hung. 
6(2):1'»5-li*7,  1971. 

Urea  production  was  measured  in  rat  liver  slices 
(from  which  preformed  urea  had  been  washed  out) 
incubated  in  a  medium  containing  various  concen- 
trations of  urea.   Urea  synthesis  was  determined 
manometrically  by  measuring  CO2  liberated  by 
urease.   Urea  production  was  2k. 3   ul iters  of 
urea-C02'  in  the  cases  of  slices  incubated  in  the 
absence  of  urea,  while  it  was  9.1  ul iters  of 
urea-C02  in  the  presence  of  3.3  mM  urea  and  1.1 
ul iters  of  urea-C02  in  the  presence  of  33.0  mM 
urea.  The  rate  of  urea  synthesis  (Qurea)  ex- 
pressed as  ul  of  urea-C02  liberated/mg  dry 
weight/hr,  decreased  with  increasing  concentration 
of  urea  in  the  medium:   from  a  mean  value  of 
1  927  with  no  exogenous  urea  to  1.20  with  3.3  mM 
urea,  O.6I8  with  6.6  mM  urea,  Q.lkO   with  19.8  mM 
urea  and  0.028  with  33.0  mM  urea  (frequently 
with  no  urea  production  in  the  presence  of  33.0 
mM  urea).   These  findings  indicate  that  the  urea 
concentration  in  the  medium  has  a  regulatory 
effect  on  the  rate  of  urea  synthesis  by  liver 
si  ices. 


6^437      THE  FORMATION  AND  METABOLISM  OF  3a, 7a- 

DIHYDROXY-56-CHOLESTAN-26-OIC  IN  MAN. 
(E.)   Hanson,  R.  F.  (U.  Minnesota  Dept.  Med., 
Minneapolis).  J.    Clin.    Invest.    50(10) :2051 -2055, 
1971. 

The  formation  and  metabolism  of  3a,7a-d ihydroxy- 
56-cholestan-26-oic  acid  (DHCA) ,  a  naturally 
occurring  C27  bile  acid,  was  studied  in  3  patients 
with  T-tube  bile  fistulas  made  lO-l^*  days  pre- 
viously during  cholecystectomy  for  cholelithiasis. 
When  C-26-cholesterol-l'*C  was  administered  i.v., 
less  than  U  of  the  administered  ^'*Z   was  converted 
to  DHCA.   Administration  (p.o.  or  i.v.)  of^DHCA 
was  followed  by  the  conversion  of  about  80^  of 
this  C27  bile  acid  to  chenodeoxychol ic  acid  and 
less  than  2%   to  chol ic  acid.  Two  unidentified 
peaks,  one  of  which  had  a  chromatographic  mobility 
slightly  more  polar  than  DHCA,  contained  the 
other  metabolites  of  DHCA.   Thus,  DHCA  seems  to 
be  an  intermediate  in  C2i»  bile  acid  synthesis 
from  cholesterol  in  man. 
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LIVER  PARENCHYMAL  CELL  INJURY.   VII. 
MEMBRANE  DENATURATION  FOLLOWING  CARBON 


TETRACHLORIDE.   (E.)   Reynolds,  E.  S.  (Peter 
Bent  Brigham  Hosp.,  Boston,  Mass.)  and  H.  J.  Ree. 
Lab.   Invest.    25(3) :269-278,  1971. 

The  early  time  course  of  changes  involving  the 
endoplasmic  reticulum  (ER)  of  the  live--  parenchymal 
cell  was  studied  in  male  rats  after  administration 
of  ecu  (2.6  mM  P.O.  through  a  stomach  tube). 
Within  i   hour  increased  masses  of  smooth-surfaced 
tubules,  resembling  smooth  ER,  were  recognized 
in  centrolobular  cells  and  by  1  hour  these_ 
enlarging  masses  formed  discrete  labyrinthine^ 
tubular  aggregates  which  displaced  mitochondria 
and  microbodies  to  their  periphery.   Diameters 
of  tubular  profiles  in  labyrinthine  tubular 
aggregates  decreased  with  time  as  they  condensed 
into  more  tightly  woven  snarls  and  electron- 
opaque  deposits  applied  to  the  outer  surfaces  of 
their  tubular  profiles  increased.   Nonvolatile 
l'*C  derived  from  ^'♦CClit  was  recovered  from 
chemical  constituents  of  liver  homogenates  and 
subcellular  fractions  within  15  minutes  following 
poisoning.   The  patterns  of  ^'^C  recovery  were 
remarkably  constant  up  to  't  hours  after  poisoning. 
Within  15  minutes  of  CCU  administration,  oxidative 
demethylation  of  antipyrine  was  decreased  1/3, 
diene  conjugate  contents  of  microsomal  lipids 
almost  tripled,  and  the  absorption  spectrum  of 
cytochrome  P-^tSO  was  diminished.   Cell  sap  RNA 
content  increased  and  amino  acid  incorporation 
into  microsomal  protein  decreased  significantly 
by  1  hour  after  poisoning.   ^^^CCH  binding  and 
lipid  diene  conjugation  did  not  vary  with  the 
dose  or  degree  of  injury. 


61439      DIFFERENCES  IN  THE  BEHAVIOR  OF  GLUCOSE- 
FORMING  AMINO  ACID  ENZYMES  IN  RAT 
LIVER.   (Ger.)   Schmidinger,  H.  (Univ.  Med. 
Clin.,  Tubingen,  Germany),  I.  Thedering,  P. 
Sommer  and  H.-F.  v.  Oldershausen.  Kl^n. 
Woahensohr.    '49(17) :  992-993,  1971. 

After  38  hr  of  fasting  glutamic-oxaloacetic 
transaminase  (GOT)  and  serine  dehydratase,  but 
not  glutamic-pyruvic  transaminase  (GPT)  ,  were 
induced  in  the  livers  of  rats  fed  a  protein-free 
diet  for  5  days.   The  activity  of  GPT  increased 
only  after  I48  hr  of  fasting  to  twice  that  found 
in  control  rats  fed  a  protein-free  diet;  GOT 
activities  did  not  differ  appreciably  from  control 
values  at  this  time.   After  72  hr  of  fasting 
GOT  and  GPT  activities  were  about  k   times  higher 
than  in  controls  and  serine  dehydratase  activities 
were  10  times  higher.   Serine  dehydratase  _  _ 
activities  were  completely  suppressed  by  giving 
the  rats  a  k%   glucose  solution  for  3  days  in 
place  of  water;  GOT  and  GPT  activities  were  only 
partially  suppressed. 

ekkO  REGULATION  OF  HEPATIC  ELIMINATION  OF 

ETHANOL  m^  VIVO.   (E.)   Hi  11  bom,  M.  E. 
(State  Alcohol  Monopoly  Res.  Labs.,  Helsinki). 
FEBS  Lett.    1 7 (2) : 303-305,  1971. 
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The  relation  between  hepatic  ethanol  catabolism 
and  the  redox  state  of  the  liver  in  vivo  was 
studied  in  male  Wistar  rats.   EthanoTTatabol  ism 
was  increased  by  both  clofibrate  (2  mg/kg/day 
s.c.)  and  promethazine  chloride  (0.25  mg/kg/day 
I. p.),  but  neither  drug  affected  liver  alcohol- 
NAD  oxidoreductase  (ADH)  activity.   Ethanol 
catabolism  was  markedly  reduced  by  propylthiouracil 
(0.5  mg/kg/day  p.o.  through  a  stomach  tube)  and 
was  almost  completely  prevented  by  simultaneous 
administration  of  propylthiouracil  and  promethazine. 
However,  combined  treatment  did  not  reduce  the 
propylthiouracil-induced  increase  in  liver  ADH 
activity.   Although  there  was  no  correlation 
between  ethanol  catabolism  and  ADH  activity,  a 
significant  negative  correlation  was  found 
between  individual  values  of  ethanol  catabolism 
and  the  lactate/pyruvate  ratios  found  in  hepatic 
venous  blood  during  ethanol  metabolism.   The 
cytoplasmic  redox  state  of  the  liver  seems  to  be 
important  in  hepatic  ethanol  catabolism  in  vivo 
and  liver  ADH  activity  appears  to  be  of  i^n^T — ' 
importance  when  it  is  normal  or  increased. 


6A41      STIMULATION  OF  HEPATIC  PROTEIN  SYNTHESIS 

IN  RATS  FED  AN  ADEQUATE  PROTEIN  DIET 
AFTER  A  LOW  PROTEIN  DIET.   (E.)   Horie  Y 
(Nagoya  City  Coll.  Nutr.,  Lab.,  Japan) 'and  K. 
Ashida.  J.    Nutr.    1 01  ( 1 O) : 1 31 9-1 325,  I971. 

Rats  fed  a  251  casein  diet  for  7  days  showed  a 
t.2^  increase  in  body  weight  and  an  8.2%  increase 
in  liver  weight  in  one  day,  whereas  animals  fed 
a  5?  casein  diet  for  7  days  and  then  a  25%   casein 
diet  for  1  day  showed  a  3.5%    increase  in  body 
weight  and  a  kl%    increase  in  liver  weight  on  that 
last  day.   Contents  of  both  total  nitrogen  and 
trichloroacetic  acid-insoluble  nitrogen  in  the 
liver  increased  more  than  5  times  as  rapidly  in 
rats  given  a  25%  casein  diet  after  protein 
deficiency  than  in  controls.   The  increase  in 
total  nitrogen  was  caused  by  an  increase  in 
trichloroacetic  acid-insoluble  nitrogen,  probably 
largely  protein  nitrogen.  The  incorporation  of 
C-lysine  into  liver  slices  was  greater  in  the 
experimental  group  after  the  15%   casein  diet  was 
begun.   Thus,  hepatic  protein  synthesis  was 
greater  in  animals  on  changing  from  a  51  to  a 
25%  casein  diet.   Leucyl  RNA  synthetase  had  a 
higher  activity  in  rats  fed  a  5%   casein  diet  for 
7  days  than  in  those  fed  a  25%  casein  diet  for  7 
days.   The  more  rapid  increase  in  liver  protein 
in  the  experimental  group  may  be  due  to  enhanced 
aminoacyl  RNA  synthetase  activity. 


64^(2       INFLUENCE  OF  PHENOBARB ITAL  ON  HISTOLOG- 
ICAL AND  BIOCHEMICAL  CHANGES  IN 
EXPERIMENTAL  INTRAHEPATIC  CHOLESTASIS.   (E  ) 
Hork^,  J.  (British  Indust.  Biol.  Res.'Assoc 
Carshalton,  Surrey,  England),  P.  Grasso,  and'L. 
Golberg.  Exp.    Pathol.    '(Jena)    5(3-A)  :200-21 1 , 

Functional  and  structural  changes  resulting  from 
a-naphthylisothiocyanate  (AN  IT) -  induced  intrahepatic 


cholestasis  and  the  effects  of  Increased  liver 
microsomal  enzyme  activities  were  studied  in 
Wistar  rats  with  and  and  without  phenobarbital 
pretreatment  (60  mg/kg  i.p.  twice  a  day  for  3 
days).   Within  2h   hr  after  administration  of  a 
single  dose  of  ANIT  (IO-8O  mg/kg  p.o.  through  a 
stomach  tube),  histological  changes  appeared,  the 
extent  and  severity  of  which  increased  with 
increasing  doses  of  ANIT.   Large  doses  of  ANIT 
(80  mg/kg)  without  phenobarbital  pretreatment 
produced  severe  necrosis  of  the  bile  duct 
epithelium  with  infiltration  and  involvement  of 
bile  ductules.   Phenobarbital  pretreatment  caused 
even  more  severe  damage  and  affected  more  animals 
treated  with  lower  doses  of  ANIT.   In  pretreated 
rats  the  damage  produced  by  hO   mg/kg  ANIT  was 
equivalent  to  that  produced  by  80  mg/kg  ANIT  in 
non-pretreated  rats.   Phenobarbital  pretreatment 
produced  increases  in  total  serum  bilirubin  much 
sooner  than  in  rats  given  ANIT  alone.   Good 
correlation  was  found  between  total  and  direct 
serum  bilirubin  levels  and  the  extent  of  histolog- 
ical changes  in  the  portal  bile  ducts,  while 
the  correlation  between  bilirubin  values  and  the 
extent  of  portal  infiltration  or  bile  ductule 
changes  were  not  as  close.   The  effects  of  pheno- 
barbital pretreatment  are  attributed  to  its 
activation  of  microsomal  liver  enzymes  and  to  its 
acceleration  of  ANIT  breakdown  into  toxic 
metabolites,  the  concentration  of  which  increases 
in  the  bile  ducts  because  of  increased  bile  flow. 

6'('t3      ARGINASE  ACTIVITY  OF  MOUSE  SERUM  AND 

LIVER  TISSUE  IN  SOME  CONDITIONS  OF 
EXPERIMENTAL  LIVER  DAMAGE.   (E.)   Cacciatore   L. 
(U.  Naples  Inst.  Intern.  Med.,  Italy)  and  S.' 
Antoniello.  Enzymologia   k\  {2)  i]]!-]!!^ ^    \31\  . 

Arginase  activity  in  acute  toxic  and  infectious 
liver  diseases  was  studied  in  Swiss  albino  mice. 
A  highly  significant  increase  in  SGPT  and  serum 
arginase  activities  was  found  in  mice  infected 
I.p.  with  MHV-3  virus  or  poisoned  with  CCU 
(0.01  ml/g  of  a  10%  solution  i.p.).   Although 
in  both  conditions  a  marked  decrease  in  liver 
arginase  activity  was  observed,  statistical 
evaluation  showed  that  there  was  a  good  correla- 
tion between  increased  serum  arginase  activity 
and  decreased  liver  arginase  activity.   However, 
the  regression  between  these  parameters  is  only' 
partly  representable  by  a  linear-type  regression. 
In  these  liver  conditions  passage  of  the 
necrotic  liver  cell  enzymes  into  the  blood  is 
apparently  subject  to  more  than  two  variables, 
and  therefore  better  represented  by  a  multiple- 
type  regression. 


(>hhh  THE  EFFECT  OF  ANEMIA  ON  PORPHYRIN 

SYNTHESIS  IN  MOUSE  LIVER.  (E.)  Simons, 
J.  A.  (Coll.  William  and  Mary,  Williamsburg,  Ma.)' 
Biodhem.  Med.    5(5)  :'425-'*29,  I971. 

The  effect  of  anemia  on  the  regulation  of  hepatic 
porphyrin  synthesis  was  assessed  by  comparing 
the  activity  of  6-aminol evulinic  acid  (ALA) 
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synthetase  and  the  overall  prophyr in-synthes I z i ng 
capacities  of  the  livers  of  normal  mice  and  mice 
with  congenital  anemia.   ALA  synthetase  activ.ty 
was  the  same  in  both  anemic  and  normal  mice 
although  anemic  mice  had  enlarged  1 ivers  and 
therefore  a  greater  total  production  of  ALA. 
The  capacity  of  the  livers  of  anemic  mice  to 
synthesize  protoporphyrin  from  ALA  was  increased 
bv  '♦01.   In  addition,  coproporphyrin  and  proto- 
porphyrin synthesis  from  ALA  was  also  increased 
in  ?he  livers  of  mice  with  phenyl  hydrazine-. nduced 
hemolytic  anemia.  The  increased  porphyrin  syn- 
thesizing capacity  of  congenitally  anemic  mice 
apparently  does  not  result  from  a  ple.otropic 
effect  of  the  mutant  gene  since  it  also  occurred 
in  normal  mice  with  drug-induced  hemolytic  anemia. 

eiihS  ACID  LIPASE  IN  FATTY  LIVER  IN  RATS. 

(E  )   Bar-On,  H.  (Hadassah  U.  Hosp., 
Jerusalem,  Israel),  0.  Stein,  and  Y.  Stein.  Isr. 
J.   Med.   Soi.    7(M:568-576,  1971. 

The  possible  role  of  a  hepatic  lipase  in  regulation 
of  the  size  of  the  large  triglyceride  compartment 
was  evaluated  in  rats.   Electron  micrographs  of 
hepatic  -'floating  fat"  (fat  floating  up  during 
the  sedimentation  of  mitochondria)  revealed  the 
presence  of  vesicles,  free  and  attached  to  the 
lipid  droplets,  as  well  as  some  dense  bodies 
containing  electron-translucent  vacuoles  which 
resembled  lysosomes  in  intact  liver  cells. 
Acetone-extracts  of  rat  liver  homogenates  had 
lipolytic  activity  towards  triolein,  with  a  pH 
optimum  of  4.6.   Both  acid  phosphatase  and  acid 
lipase  were  concentrated  mostly  in  the  lysosome- 
rich  fraction.  Th<,  acid  lipase  activ.ty  was 
lower  and  the  triglyceride  content  was  higher 
in  livers  of  rats  fed  a  high-fat,  choline-^ 
deficient  diet.   A  lower  acid  lipase  activity 
was  also  seen  in  rats  fed  a  high-fat  diet, 
supplemented  with  choline.   In  livers  of  rats 
fasted  for  21  hr  or  fed  a  high-fat  diet,  with  or 
without  the  addition  of  choline,  acid  lipase 
activity,  when  tested  in  the  presence  of  added 
triglyceride,  was  lower  than  in  rats  fed  a  control 
diet  or  in  fasted  rats  given  a  single  intoxicating 
dose  of  ethanol.   However,  activity  towards 
endogenous  substrate  was  somewhat  higher  in  l.ver 
with  higher  lipid  content,  whether  due  to  a  high- 
fat,  choline-deficient  diet  or  to  ethanol. 

61,i»6      EXCRETION  OF  NITROFURANTOIN  IN  DOG 
HEPATIC  BILE.   (E.)   Conklin,  J.  D. 
(Norwich  Pharm.  Co.,  N.  Y.)  and  D.  L.  Wagner. 
Br.  J.   Pharmacol.    hl{\):\hO-\SQ,    1971. 

The  femoral  veins  of  adult  male  beagle  dogs  were 
cannulated  for  the  collection  of  blood  and 
administration  of  nitrofurantoin  ^od'um,  and  each 
ureter  was  cannulated  about  6-8  cm  from  the  hilus 
of  the  kidney.   After  ligation  of  the  cystic  duct 
at  the  common  bile  duct  and  emptying  of  the 
gallbladder,  the  common  bile  duct  was  cannulated 
about  k-k   cm  from  its  junction  with  the  cystic 


duct  and  the  main  hepatic  duct.   Nitrofurantoin 
sodium  was  administered  as  a  single  i .v.  '"J^ct'on 
(0.0i<-2it.0  mg/kg)  or  by  i.v.  infusion  (1.5  mg/kg/ 
hr).   After  i.v.  injection  the  bile:blood  ratio 
of  the  drug  was  200:1.   Biliary  excretion  of 
nitrofurantoin  and  its  hydrochloret ic  effect 
were  linearly  related  to  drug  doses  betweenl.S" 
12  0  mg/kg.  The  maximum  increases  in  hepatic 
bile  flow  were  5-10  ml/0.5  hr.   Saturation  of 
the  biliary  excretion  system  and  the  hydrochloret. c 
mechanism  occurred  at  Ih.O   mg/kg,  while  the 
urinary  excretion  system  was  saturated  at  6.0 
mg/kg.  With  doses  of  1.5-6.0  mg/kg.  recovery  of 
drug  in  bile  ranged  from  l6.5l-22.6°4  and  in  the 
urine,  from  lh.\-l(>.n.      In  dogs  with  CCl,,-,  nduced 
hepatic  damage,  after  i.v.  nitrofurantoin  the 
drug  excretion  in  the  bile  was  101  of  that  in 
controls  and  the  hydrochloretic  effect  was  about 
20^0 

(,kkl  THE  EFFECTS  OF  SOME  STIMULATORS  (INDUCERS) 

OF  HEPATIC  MICROSOMAL  DRUG-METABOLIZING 
ENZYME  ACTIVITY  ON  SUBSTRATE-INDUCED  DIFFERENCE 
SPECTRA  IN  RAT  LIVER  MICROSOMES.   (E.)   Kutt, 
H.   L.  Waters,  and  J.  R.  Fouts  (U.  Iowa  Coll. 
Med..  Iowa  City).  J.   Pharmaool.    Exp.   Ther. 
179(1):101-113,  1971. 

A  comparison  was  made  between  the  effects  of 
in  vivo  treatment  with  and  Jn  LLLHS.  ^^^ '^ '°"  °!  , 
i?Tz^ii"inducers  (d i phenyl hylanto i n,  phenobarbi tal , 
?St!  or  3-methylcholanthrene)  on  UV  difference 
spectra  of  rat  liver  microsomes  with  ligands  of 
different  binding  strengths.   Most  of  the  results 
could  be  explained  by  interact .ons  between  1 igands 
competing  for  microsomal  binding  sites.  More 
strongly  binding  ligands  (benzphetam.ne  or 
:niline)  could  displace  the  weaker   inding-gands 
(diphenylhydantoin  or  phenobarbi tal ) .   In  micro 
somes  from  the  3-"^ethylcholanthrene-treated  ra 
simple  competition  between  aniline  and  res  dual 
3-methylcholanthrene  for  binding  sites  could  not 
explain  all  the  results,  although  that  can 
explain  the  interaction  of  type  I  ligands  (e.£. , 
benzphetamine)  and  microsomes  from  3-methyl- 
cholanthrene-treated  rats.  Many  changes  in 
microsomal  difference  spectra  that  appearto 
result  from  enzyme  induction  may  be  associated 
with  the  presence  of  residual  inducer  in  these 
Scrosomes.   Comparatively  high  concentrations 
S^henobarbital  and  diphenylhydantoin  had  to  be 

added  in  vitro  to  suspensions  of  hepatic  micro 
somes  i7  37di7  to  obtain  concentrations  comparable 
to  those  in  microsomes  from  animals  treated 
in  vivo  with  phenobarbital  or  diphenylhydantoin. 


6i*'»8 


BILIARY  EXCRETION  OF  BARBITURATES. 

(E.)   Klaassen,  C.  D.  (U.  Kansas  Med. 
Ctr.,  Kansas  City).  Br.   J.    Pharmacol.    '*3(1): 
161-166,  1971. 

Experimental  animals  consisted  of  Simonsen 
Sprague-Dawley  rats  prepared  with  "nnu'^e  in 
the  femoral  vein  and  artery  for  infusion  of 


77'* 


HEPATOBILIARY  TRACT 


barbiturate  and  sampling  of  blood,  respectively. 
Probenecid  (32  mg/kg  i.v.)  was  administered 
immediatelv  before  pentobarbital  sodium  (35 
mg/kg  i.v.)  or  phenobarbi tal  sodium  (75  mg/kg)- 
blood  samples  were  taken  after  2-36O  min  and  bile 
samples  after  I5-36O  min.  Both  barbiturates  were 
excreted  into  the  bile.  The  concentration  of 
pentobarbital  and/or  its  metabolites  was  22  times 
higher  in  bile  than  in  plasma,  while  the  concen- 
tration of  phenobarbital  and/or  its  metabolites 
was  10  times  higher  in  bile  than  in  plasma.  The 
biliary  excretion  of  these  barbiturates  was 
significattly  less  in  probenec id-treated  rats 
than  In  controls.  The  total  6-hr  biliary  excretion 
was  2B^  of  the  injected  dose  of  pentobarbital 
and  18%  of  the  injected  dose  of  phenobarbital. 
The  biliary  excretion  products  consisted  mainly 
of  polar  metabolites  of  the  barbiturates  rather 
than  the  parent  compounds  themselves. 


64/19      PHARMACOKINETIC  MODEL  FOR  THE  SUCCESSIVE 

DEMETHYLATION  AND  BILIARY  SECRETION  OF 
METHYL  ORANGE  IN  THE  RAT„   (E.)   0 ' Rei 1 ly,  W.  J. 
(U.  Manitoba  Fac.  Pharm.,  Winnipeg,  Canada),  P  *A 
^'"1  and  A.  J.  Ryan.  Br.    J,    Pharmacol.    43(1): 

White  male  rats  were  cannulated  to  permit  collection 
of  bile,  2  mg  of  ^H-labeled  methyl  orange  was 
injected  i.v.  via  a  femoral  vein,  and  bile  was 
collected  hourly  for  6  hrs.   Free  methyl  orange 
and  its  metabolites  (V-sul  pho-4-methyl  amino- 
azobenzene  and  4'-sul pho-4-aminoazobenzene)  were 
separated  and  assayed  by  thin-layer  chromatography 
and  scintillation  counting.  Graphical  and  digital 
computer  analysis  were  used  to  derive  the  first- 
order  rate  constants  for  the  successive  demethyla- 
tion  steps  in  the  metabolism  of  this  dye   The 
rate  constants  for  removal  of  the  first  and  second 
methyl  groups  were  0.684  and  1.000/hr  resp 
The  rate  constants  for  biliary  excretion  of'the 
parent  compound,  the  monomethyl  derivative  and 
the  demethylated  metabolite  were  0.164,  0.672  and 
6.413/hr,  resp. 


6450     MEASURING  THE  EFFECT  OF  CHOLEREtiC 
AGENTS  IN  MAN.   (Ger.)   Maurer,  C. 
(Univ.  Surg.  Clin.,  Heidelberg,  Germany). 
ATzneim.   Foraah.    21 (9) : 1 375- 1 379,  I971. 

The  effect  of  dehydrochol ic  acid  sodium  (OCA;  1,5 
g  I.v.)  on  bile  flow  was  studied  in  12  patients 
6-7  days  after  cholecystectomy  and  bile  duct 
surgery  for  cholecystol ithiasis  and  choledo- 
chol ithiasis;  none  of  these  patients  had  dilated 
bile  ducts  nor  bile  regurgitation  at  surgery,  and 
none  of  them  developed  complications  after 
surgery.  DCA  significantly  increased  the  volume 
and  the  total  solids  in  bile  and  decreased  its 
osmolality.  Chloride  output  increased  signifi- 
cantly but  chloride  concentrations  remained 
essentially  unchanged.  DCA  inhibited  bilirubin 
secretion  and  significantly  increased  bile  acid 
secretion.  With  the  enzymatic  methods  employed 


in  this  study  no  information  was  obtained  about 
the  kind  of  bile  acids  present  in  the  bile,  but 
It  IS  still  possible  that  DCA  stimulates  endogenous 
bile  acid  synthesis  and  secretion.   This  is 
suggested  from  the  decrease  in  osmolality  which 
cannot  be  explained  by  a  slight  decrease  in 
electrolytes  but  may  be  caused  by  the  formation 
of  polyionic  aggregates  of  bile  acids. 


6451      EFFECT  OF  SOME  STEROID  HORMONES  ON  RAT 

LIVER  ASPARAGINASE.   (it.)   Campisi, 
R.  (U.  Palermo  Inst.  Chem.  Biol.,  Italy)   C 
Nicotra,  and  M.  A.  Livreao  Boll.    Soa.   Ital'. 
Biol.    Sper.    47(10) :294-296,  I971. 

When  administered  for  3  days  in  doses  of  500 
ug/kg/day  to  female  Wistar  rats,  estradiol, 
estrone,  estriol,  and  pregnanediol  caused  a 
moderate  decrease  in  L-asparag inase  activity  in 
the  liver.   However,  when  administered  for  a 
week,  these  hormones,  particularly  estradiol, 
caused  a  significant  decrease  in  liver  L- 
asparaginase  activity.   Progesterone  had  no 
effecto   A  moderate  decrease  in  L-asparag inase 
activity  also  occurred  when  estradiol  was  given 
to  oophorectomized  rats  over  a  long  period.   On 
the  basis  of  these  findings,  it  is  suggested 
that  some  steroid  hormones  play  an  important 
role  in  regulating  the  activity  of  L-asparag inase 
in  the  liver  during  pregnancy. 


6452      EFFECTS  OF  ALTERATION  OF  BILIARY 
PRESSURE  ON  BILE  COMPOSITION  -  A 
METHOD  FOR  STUDY:   PRIMATE  BILIARY  PHYSIOLOGY  V 
(E.)   Strasberg,  S.  M.,  B.  C.  Dorn,  R.  N. 
Redinger,  D.  M.  Small,  and  R.  H.  Egdahl  (750 

2u5):^7-362:  'svT'  """'^ '     ^^*--*--^-^^/ 

A  new  technique  is  described  for  inducing  and 
maintaining  different  bile  duct  pressures  while 
simultaneously  collecting  bile  during  controlled 
interruption  of  the  enterohepat ic  circulation  in 
rhesus  monkeys.   Using  a  T-tube  which  was  placed 
in  the  common  bile  duct  with  the  2  limbs  ex- 
teriorized, the  bile  was  diverted  through  one 
limb  while  common  duct  pressure  was  measured  by 
a  pressure  transducer  in  the  other  limb.   Using 
a  "stream-splitter"  which  collected  a  percentage 
of  the  diverted  bile  and  returned  the  rest  by  a 
tube  duodenostomy,  control  of  enterohepat ic 
circulation  was  achieved.   Using  this  technique 
It  was  possible  to  induce  and  maintain  common 
bile  duct  pressures  from  -10  to  +25  cm  of  saline. 
In  3  animals  studied,  increased  intraductal 
pressures  resulted  in  alterations  in  bile  flow 
and  the  secretion  of  bile  salts,  phospholipids 
and  cholesterol  into  the  bile. 


6453      PORTAL  VENOUS  INJECTION  IN  THE  RAT. 
(E.)   Blumgart,  L.  H.  (Welsh  Natl.' 
Sch.  Med.,  Cardiff),  K.  G.  Leach,  M.  S.  F. 
McLachlan,  S.  Seager  and  C.  J.  Ryan.  Gut    Mil) : 
585-591,  1971. 
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A  new  method  for  s.c.  transposition  of  the  spleen 
was  used  in  16  male  rats  in  an  attempt  to  develop 
a  reliable  means  of  transplenic  portal  injection. 
All  the  animals  tolerated  the  operative  procedures 
well  and  all  survived.  Splenic  clearance  studies 
with  xenon,  pertechnetate,  and  albumin  injected 
intrasplenically  revealed  that  they  were  all 
cleared  and  did  not  pool  in  the  organ.  Six  ot 
the  \k   rats  operated  on  from  18  days  to  k   weeks 
previously  had  axillary  collateral  circulation 
and  10  had  collateral  vessels  to  the  groin 
demonstrated  by  splenoportography.   Using  isotopes, 
collateral  vessels  to  the  groin  were  demonstrated 
in  12  of  the  1**  animals.  The  presence  of  groin 
collaterals  was  a  reliable  indication  that  porta- 
systemic  communications  existed.   All  anitnals, 
including  those  in  whom  partial  hepatectomy  was 
performed,  tolerated  portal  infusions  of/'-esh 
rat  serum  of  large  volume  as  early  as  1  day  atter 
operation.   A  simple  means  of  porta-systemi c 
diversion  can  be  accomplished  by  tying  the  portal 
vein  above  its  splenic  tributary  when  adequate 
porta-systemi c  venous  connections  are  present. 

6454      MICELLAR  PROPERTIES  OF  SODIUM  FUSIDATE, 

A  STEROID  ANTIBIOTIC  STRUCTURALLY 
RESEMBLING  THE  BILE  SALTS.   (E.)   Carey,  M.  C, 
and  D.  M.  Small  (Boston  U.  Sch.  Hed.,  Mass.). 
J.   Lipid  Res.    12(5):60i.-613,  1971. 

Sodium  fusidate  is  a  fungal  metabolite  isolated 
from  the  fermentation  products  of  Fusidium 
coccineum  and  is  biologically  active  against  the 
•penicilli'nase-producing  strains  of  Staphylococcus 
aureus.   Depending  upon  the  method  of  measurement, 
temperature,  and  counterion  concentration,  the 
critical  micellar  concentrations  of  this  tetra- 
cyclic triterpene  (1.44-4.56  mM) ,  were  simi  ar 
to  those  of  sodium  taurochol ate.   Essentially  no 
counterions  bound  to  the  fusidate  micelles  in 
water.  The  critical  micellar  concentration  was 
lowest  at  20°  C.   Entropy  was  responsible  for 
micelle  formation  at  10°  and  20°  C,  while  enthalpy 
was  responsible  at  30°  and  40°  C.  Calculated 
from  surface  tension  measurements,  the  mean 
molecular  area  of  sodium  fusidate  was  calculated 
at  101  &2  compared  with  88  A^  for  sodium  tauro- 
cholate.  Both  molecules  were  found  to  lie  with 
their  longitudinal  axis  parallel  to  an  air-water 
interface.  The  apparent  aggregation  number  of 
fusidate  micelles  increased  from  5  to  1&  ^s  the 
counterion  concentration  increased  from  O-O'  to 
0  60  M  Na+,  compared  with  a  range  of  3  to  9  tor 
taurocholate.  The  saturation  ratios  were  similar 
when  liquid  crystalline  suspensions  of  ecithin 
or  monoglyceride  were  solubilized  by  solutions 
of  fusidate  or  taurochol ate.   Orally  administered 
fusidate  is  also  excreted  mainly  via  the  biliary 
tract. 


6455      BILIRUBIN  OUTPUT  AND  CLEARANCE  IN 

ISOLATED  DOG  LIVER  PERFUSION.   (E.) 
Royer,  M.  (Natl.  Inst.  Health,  Haedo,  Argentina) 
and  G.  Ortiz.  Acta  Hepatosplenol.    (Stuttg.) 
l8(4):312-320,  1971. 


Initial  increases  in  bilirubin  concentration  and 
output  in  the  bile  were  comparatively  lower  when 
large  amounts  of  unconjugated  bilirubin  (10  mg) 
were  added  to  a  dog  liver  perfusion  medium  than 
when  smaller  amounts  were  used.  When  unconjugated 
bilirubin  and  glucuronic  acid  were  added  to  the 
perfusion  medium,  the  bilirubin  concentration 
increased  only  \\Q%   compared  with  475/o  when  only 
bilirubin  was  perfused  at  the  same  dose;  the  _ 
yield  was  also  lower.  After  30  min  the  hepatic 
bilirubin  clearance  was  much  lower  than  when   _ 
bilirubin  was  perfused  alone.  The  administration 
of  uridine  d i-phosphogl ucuron ic  acid  with  3  mg 
of  unconjugated  bilirubin  led  to  an  increased 
concentration  and  a  yield  higher  than  when  the 
same  dose  of  bilirubin  was  infused  alone.  One 
mg  conjugated  bilirubin  per  100  g  liver  gave  a 
lower  increase  of  concentration,  output  and 
yield  than  the  same  dose  of  unconjugated  pigment. 
Increase  of  concentrations  output  and  yield  were 
higher  after  infusion  of  unconjugated  bilirubin 
through  hepatic  artery  than  when  the  same  dose 
of  pigment  was  administered  through  the  general 
circulation.  The  clearance  curve  was  also  very 
high. 

6456      EFFECT  OF  CARBON  TETRACHLORIDE  INDUCED 

PROGRESSIVE  LIVER  DAMAGE  ON  THE 
METABOLISM  OF  HEXOBARBITAL  AND  BILIRUBIN  \H   \miO_. 
(E  )   Vorne,  M.  (U.  Oulu  Dept.  Pharmacol., 
Finland)  and  M.  Alavaikko.  Acta  Pharmaool. 
Toxicol.    (KbhJ   29(5-6)  :'»02-4l  6,  197K 

The  development  of  liver  changes  were  observed 
from  histological  specimens  for  rats  given  2  ml 
carbon  tetrachloride  s.c.  3  times/week.   Changes 
in  liver  function  capacity  were  determined  after 
carbon  tetrachloride  administration  for  2, '4,0,   _ 
and  16  weeks  by  measuring  the  hexobarbital  sleepin, 
time  and  the  retention  of  bilirubin.   Hexobarbital 
sleeping  time  was  increased  in  carbon  tetrachlor id, 
treated  animals;  after  2  weeks  it  was  twice  as 
long  as  controls;  2i  times  after  4  weeks;  3  times 
after  8  weeks;  and  10  times  after  6  weeks. 
Carbon  tetrachloride-treated  animals  gained 
weight  more  slowly  than  control  animals  and 
growth  ceased  after  2  months  of  treatment. 
Treated  rats  showed  no  liver  changes  until  after 
4  weeks  when  relative  liver  weight  was  12/o  greater 
than  controls;  29°^  after  8  weeks;  65^  greater 
after  16  weeks.  Treated  rats  displayed  pro- 
gressive  morphological  1 iver  changes.   Cirrhosis 
was  apparent  after  8  weeks  and  severe  after  16 
^Seks   Retention  of  exogenous  biliru  in  increasec 
after  8  weeks  76"^  greater  than  controls;  and  94/o 
greater  after  16  weeks. 


64^7      EFFECT  OF  CARBON  TETRACHLORIDE  INDUCED 

PROGRESSIVE  LIVER  DAMAGE  ON  DRUG- 
METABOLIZING  ENZYMES  AND  CYTOCHROME  P-450  IN  RAT 
LIVER   (E.)   Vorne.  M.  (U.  Oulu  Dept.  Pharmaco  . 
Finland)  and  P.  Arvela.  Acta  Pharmacol.    Tox^co^. 
(Kbh.)   29(5-6)  cf^l 7-^427,  1971. 
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The  activities  of  drug  metabolizing  enzymes  and 
glucose-6-pliosphate  deJiydrogenase  and  cytochrome 
P-A50  content  of  liver  microsomes  were  determined 
in  rats  treated  with  carbon  tetrachloride  (2 
ml/l<g  body  weight,  s.c.  3  t imes/weel<) .   Cytochrome 
P-450  content  decreased  progressively  and  became 
too  low  to  measure  after  16  weeks.  Glucose-6- 
phosphate  dehydrogenase  activity  remained  2-3 
times  normal  throughout  the  16  week  treatment 
period.  Demethylation  of  N-methylani 1 ine  decreased 
progressively  to  25^  of  control  activity  after 
16  weeks  of  treatment.  Hydroxylat ion  of  hexo- 
barbital  decreased  progressively  until  after  16 
weeks  it  was  too  low  to  be  measured.  Conjugation 
of  p-nitrophenol  remained  normal  until  8  weeks  of 
treatment  when  it  decreased  with  developing  liver 
cirrhosis  until  after  16  weeks  kO%   of  conjugation 
activity  was  still  recorded.  Nitro  reductase 
activity  was  normal  for  the  first  8  weeks  and  had 
decreased  to  36%  of  normal  after  16  weeks. 


6458      ESTRADIOL-  AND  TESTOSTERONE- INDUCED 

ALTERATIONS  ON  PHOSPHATIDYLCHOLINE  AND 
TRIGLMYCERIDE  SYNTHESIS  IN  HEPATIC  ENDOPLASMIC 
RETICULUM.   (E.)   Young,  D.  L.  (Duke  U.  Med. 
Ctr.,  Durham,  N.  Cj.  J.    Lipid  Be s.    12(5): 
590-595,  1971. 

Biosynthesis  pathways  of  phosphatidylcholine  and 
triglycerides  were  investigated  in  hepatic  endo- 
plasmic reticulum  from  castrated  and  noncastrated 
male  rats  pretreated  with  estradiol  or  testosterone. 
Administration  of  estradiol  to  both  castrate  and 
noncastrate  male  rats  had  a  significant  effect  on 
activity  of  enzymes  governing  biosynthesis  of 
both  phosphatidylcholine  and  triglyceride  and 
testosterone-affected  activity  of  diglyceride 
acyltransferase  in  castrate  male  rats.  An 
increase  in  the  specific  activity  of  the  enzyme 
governing  phosphatidylcholine  biosynthesis  was 
shown  by  measurement  in  vitro  of  hepatic  micro- 
somal enzymes  by  the  sequential  methylation  of 
phosphat idylethanolamine  in  the  est rad iol -treated 
castrate  animals.  A  decrease  of  specific  activity 
of  phosphorylchol ine-glyceride  transferase  was 
shown  by  estradiol  treatment  in  castrate  and 
noncastrate  animals;  and  diglyceride  acyltrans- 
ferase activity  was  decreased  by  estradiol  pre- 
treatment  in  castrate  and  noncastrate  animals 
and  increased  by  testosterone  in  castrate  animals. 
Increased  in  vivo  incorporation  of  methyl  groups 
of  L -methionine  into  hepatic  phosphatidylcholine 
in  female  and  estrad iol-treated  rats  may  explain 
the  changes  in  specific  activity  of  the  enzymes 
governing  phosphatidylcholine  biosynthesiso   In 
female  and  estrad iol -treated  rats,  a  greater 
proportion  of  hepatic  phosphatidylcholine  is 
synthesized  by  stepwise  methylation  of  phos- 
phat idylethanolamine.  The  1 ipotropic-1 ike  effect 
of  estradiol  may  be  accounted  for  by  the  decrease 
in  diglyceride  acyltransferase  activity  after 
estradiol  administration. 


6't59     LIPOPROTEIN  SYNTHESIS  AND  FATTY  ACID 
MOBILIZATION  IN  RATS  AFTER  PARTIAL 


HEPATECTOMY.   (eJ   Girard,  A.  (Res.  Ctr.  Nutr., 
Bellevue,  France),  P.  S,  Roheim  and  H.  A.  Eder. 
Bioahim.    Biophys.   Aata   248(1 ): 105-1 13,  I97I. 

The  effects  of  partial  hepatectomy  on  lipoprotein 
synthesis  with  increasing  and  decreasing  tri- 
glyceride concentration  and  mobilization  of  free 
fatty  acid  from  adipose  tissue  were  studied  in 
male  Sprague-Dawley  rats.  The  concentration  and 
specific  activity  of  very  low  density  plasma 
lipoproteins  was  markedly  increased  at  6  and  Ik 
hr  after  partial  hepatectomy.  All  remaining 
plasma  protein  concentrations  and  specific 
activities  were  decreased  or  unchanged  at  6  and 
2h   hr.  No  differences  were  found  in  the  amount 
of  fatty  acid  mobilized  between  the  partially 
hepatectomized  and  sham-operated  groups.   There 
was  also  no  detectable  fatty  acid  mobilization 
from  the  fat  pads  of  unoperated  rats.   In  both 
operated  groups,  more  radioactivity  was  in  phos- 
pholipid than  in  triglyceride  while  more  fatty 
acid  was  found  in  the  liver  triglycerides  in  the 
partially  hepatectomized  animals.   Decreased  for- 
mation of  very  low  density  lipoproteins  are  not 
seemingly  responsible  for  the  fatty  liver  observed 
after  partial  hepatectomy  and  the  preferential 
incorporation  of  fatty  acids  into  triglycerides 
rather  than  phospholipids  may  lead  to  triglyceride 
accumulation  in  the  liver.   Fol lowing  part ial 
hepatectomy,  liver  triglycerides  increased 
rapidly  to  a  maximum  at  12  hr,  remained  high  for 
2k   hr  and  returned  to  normal  after  one  week. 
Cholesterol  levels  only  Increased  slightly  by  2k 
hr  and  total  liver  cholesterol  content  was  lower 
In  partially  hepatectomized  rats  as  compared  to 
sham-operated  controls.  Total  liver  amino  acid 
incorporation  was  decreased  6  hr  after  partial 
hepatectomy  and  was  proportionate  to  the  mass  of 
the  liver  approaching  control  levels  after  2k   hr. 
Specific  activity  at  this  time  was  increased  by 
two-fold  in  the  partially  hepatectomized  animals. 
Total  plasma  protein  concentration  and  specific 
activity  of  the  plasma  proteins  was  not  affected 
by  6  hr  but  was  decreased  at  2k   hr  following 
partial  hepatectomy„  However,  per  gram  of  tissue, 
the  smaller  hepatectomized  livers  produced  more 
plasma  proteins  than  the  controls. 


6460      PLATELET  AGGREGATION  BY  RAT  LIVER. 

EVIDENCE  FOR  ADP  AS  MAJOR  FACTOR. 
(E.)  Ts'ao,  C.  (U.  Chicago  Pritzker  Scho  Med., 
'111.).  Am.   J.   Pathol.    64(3) :501-512,  1971. 

Platelet  aggregation  Inducing  active  material  was 
investigated;  physical  and  chemical  properties 
of  the  active  substance  in  rat  liver  infiltrate 
strongly  supported  the  contention  that  the 
aggregation-inducing  agent  was  ADP.   Several 
lines  of  evidence  led  to  the  presumption  that 
active  tissue  substance  was  ADP.  The  substance 
was  probably  derived  from  parenchymal  cells,  not 
RBC  because  highly  vascularized  tissues  such  as 
spleen,  lung  and  endocrine  organs  failed  to 
induce  aggregation  in  platelet-rich  plasma.  The 
active  material  could  be  adsorbed  on  charcoal 
and  dialyzed  through  cellophane.  The  molecule 
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of  the  platelet-clumping  factor  was  small  since 
it  could  be  filtered  through  a  membrane  that 
retained  substances  of  molecular  weight  greater^ 
than  1000.  The  tissue  factor  was  thermolabile  in 
liver  homogenates;  thermostable  in  ul trafi Urates 
which  indicated  that  degradative  enzymes  did  not 
pass  through  the  filter  with  active  substance 
and  activity  of  the  ul trafi Urate  was  retained 
after  prolonged  frozen  storage  and  resisted  pro- 
nase  digestion,  strong  acid  and  al kal . ,  . nd ,cat ing 
that  it  was  not  a  protein  or  peptide.  Activity 
disappeared  after  incubation  with  apyrase.   ADP 
was  not  detected  directly  in  the  ul traf  i  Urates 
by  specific-enzyme  assay  but  commercial  quantities 
of  undetectable  levels  of  ADP  (by  light  absorbancy) 
caused  platelet  aggregation. 


6461 


FORMATION  OF  GLUCOSAMINE  6-PHOSPHAGE  IN 

REGENERATING  RAT  LIVER.   (E.) 

Akamatsu,  N.  (Chiba  U.  Sch.  Med.  J/P^^J  ,^1?^,, ,  ,, . 

H.  R.  Maeda.  Bioahim.  Bvophys.   Aata   2'4'»(2).3H  31/, 

1971. 

Experimental  male  Wistar  rats  were  subjected  to 
partial  hepatectomy,  while  control  rats  were 
sham-operated.  At  various  intervals  after  surgery, 
remaining  liver  tissue  was  removed,  homogenized 
and  assayed  for  the  activity  of  glucosamine  b- 
phosphatase  synthetase  (L-gl utami ne:D-f ructose 
6-phosphatase  aminotransferase,  EC2.6.1,lb). 
Enhancement  of  enzyme  activity  began  soon  after 
partial  hepatectomy  and  continued  for  72  hours, 
while  in  sham-operated  rats  only  slight  increases 
were  observed.  At  AS  and  72  hr,  levels  in 
hepatectomized  rats  were  twice  those  in  controls, 
while  by  6  days  the  levels  were  the  same  in  both 
aroups.   In  vivo  administration  of  actinomycin  D 
and  cyclohlxT^^e  inhibited  the  observed  i  ncreases 
in  enzyme  activity.  The  partially  purified 
enzyme  was  inhibited  equally  by  boiled  liver_ 
extracts  from  both  groups.  Feedback  inhibition 
of  enzyme  activity  by  UDP-N-acetyl-D-glucosamine 
was  the  same  in  both  groups. 

6/,62      THE  GLUCOSE  EFFECT  AND  CORTISONE  ACTION 

UPON  RAT  LIVER  METABOLISM.   (E.) 
Hanoune,  J.  (inst.  Molec.  Pathol .   Par  is) ,A.-M. 
Chembaut  and  A.  Josipowicz.  B^ooh^m.    Bvoiphys. 
Aata   2i.M2):  338-3^*8,  1971. 

The  effect  of  an  oral  glucose  load  (1  g)  on 
hepatic  tyrosine  transaminase  levels  was  studied 
in  fasted,  normal  male  albino  Wistar  rats  and  in 
rats  with  streptozotocin-induced  diabetes.  Atter 
a  single,  oral  dose  of  glucose  in  normal  rats 
there  was  a  very  early,  transient  increase  in 
enzyme  activity,  which  was  then  strongly  depressed 
for  at  least  l6  hr.  Similar  inhibitory  effects 
were  seen  with  glycerol  and  fructose  but  not 
with  mannose  and  galactose,  while  ribose  and 
galactosamine  enhanced  enzyme  activity.  The 
response  to  glucose  was  not  seen  in  diabetic  rats. 
Use  of  labeled  precursors  of  RNA  suggested  that 
the  mechanism  of  this  "glucose  effect"  was 


probably  an  alteration  in  the  enzyme  protein_ 
synthesis  rather  than  just  an  inhibition  of  its 
activity.   Orally  administered  glucose  effectively 
repressed  the  usual  induction  of  hepatic  tyrosine 
transaminase  synthesis  by  i.p.  cortisone  at  any 
time  after  the  hormone  administration.   Despite 
the  inhibitory  effect  of  glucose  on  hepatic 
tyrosine  transaminase  and  tryptophan  oxygenase, 
there  was  no  associated  decrease  in  the  basal 
level  of  labeled  precursor  incorporation  into 
total  liver  RNA.   Some  of  the  effects  of  the   _ 
glucose  load  were  reversed  by  i.p.  administration 
of  glucagon,  suggesting  involvement  of  the 
hepatic  adenyl  cyclase  system. 

61,63      STUDIES  ON  THE  MECHANISM  OF  THE 

ETHYNYLESTRADIOL  IMPAIRMENT  OF  BILE 
FLOW  AND  BILE  SALT  EXCRETION  IN  THE  RAT.   (E.) 
Gumucio,  J.  J.  (Catholic  U.  Chile,  Santiago)  and 
V.  D.  Valdivieso.  Gastroenterology   biu;: 
339-3'*'*,  1971. 

Ethynylestradiol  (0.5  mg  daily  for  5  days)  given 
to  Sprague-Dawley  rats  with  biliary  f'^tulas 
caused  a  hO%   reduction  in  bile  flow.  The  bile 
salt  concentration  in  bile  at  each  time  interval 
(over  an  hour)  was  higher  in  the  treated  rats 
than  in  the  controls.   If  the  bile  flow  obtained 
during  the  first  5  min  of  bile  collection  is 
taken  as  lOOl,  the  bile  salt-independent  ^rac  °n 
"bile  water  represents  h^M   of  the  total  bile 
now  in  the  control  rats  and  26.6=.  in  the  treated 
rats   The  clearance  of  l^C-erythr i tol  was 
significantly  decreased  in  the  ethynyl estrad lol - 
treated  rats  under  basal  conditions  and  during 
infusion  of  22.5  mM  and  k5   mM  sodium  taurochol ate. 
The  bile  salt  independent  fraction  in  the  rat 
was  canalicular  bile  water  and  the  inhibitory 
effect  of  ethnylestradiol  on  bile  flow  was 
exerted  on  water  secreted  by  the  hepatocyte. 

6i,6'4      FIXED  DRUG  COMBINATIONS  AND  THE  DIS- 
PLACEMENT OF  BILIRUBIN  FROM  ALBUMIN. 
(E  )   Schiff  D.  (Montreal  Child.  Hosp.,  Quebec, 
Canada),  G.  Chan  and  L.  Stern.  Pediatr^as 
l48(l):139-l'tl,  1971. 
The  effect  of  caffeine  and  sodium  benzoate,  both 

alone  and  together  (as  a  ^'''^['^^^'y  '''Z.nyn^t^') 
combination  of  6i.  mg/ml  caffeine  sodium  benzoate) 
on  albumin-bilirubin  binding  was  studied.  The 
albumin-bilirubin  binding  was  assessed  by 
Sephadex  G-25  gel  filtration,  ^^ich  gives  a 
guantitative  value  for  the  amount  of  unbound 
Snirubin  in  a  given  albumin-bilirubin  so  ution, 
and  bilirubin  spectral  curves,  which  '"^icate 
any  increase  in  free  bilirubin  (absorbance  a 
/420  mm)  and  concomitant  decrease  in  bound  bill 
rubin  absorbance  at  '*65  mm)  resulting  from  the 
^ctSon  of  an  uncoupling  agent.   In  both  met  ods 
the  effect  of  the  fixed  combination  was  4  times 
that  of  sodium  benzoate  alone,  ^^ie  caffeine 
alone  had  no  effect.  The  effect  with  injectable 
diazepam  was  (>S%   of  that  seen  with  its  buffer 
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preservatives  (40%  propylene  glycol,  10^  ethanol 
5%   sodium  benzoate  and  benzoic  acid  and  1.51 
benzyl  alcohol),  while  no  effect  was  seen  with 
diazepam  powder. 


6465      CANALICULAR  BILE  FORMATION  IN  THE 
ISOLATED  PERFUSED  RAT  LIVER.   (E.) 
Boyer,  J.  L.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.). 
Am.    J.   Physiol.    221 (4) : 1 1 56-1 163,  1971. 

The  effects  of  2,'t-d  i  n  i  trophenol  (DNP)  ,  ouabain, 
and  scillaren  on  bile  flow,  bile  salt  secretion,' 
and  bile  secretory  pressure  were  studied  in  vitro 
using  isolated  perfused  rat  livers.   The  scTurce 
of  the  bile  was  predominantly  from  the  hepatocyte 
during  all  phases  of  the  study  as  shown  by  the 
biliary  clearance  of  erythr  i  tol-l'*C.   Addition 
of  DNP,  ouabain  or  scillaren  to  the  perfusate 
caused  a  decrease  in  bile  production,  bile 
secretory  pressure,  and  bile  flow  accompanied  by 
an  increase  in  the  concentration  of  bile  salts. 
At  least  50%  of  the  spontaneous  production  of 
bile  flow  was  independent  of  bile  salt  secretion 
as  determined  by  regression  analysis  and  correlation 
of  canalicular  flow  and  bile  salt  secretion. 
Thus,  nonbile  salt-dependent  canalicular  bile 
secretion  may  be  involved  in  active  sodium  trans- 
port. 


6466      pH  EFFECTS  ON  O2  CONSUMPTION  AND  ON 

LACTATE  AND  PYRUVATE  PRODUCTION  BY 
LIVER  SLICES.   (E.)   Tobin,  R.  B.  (Omaha  VA  Hosp., 
Neb.)  and  M.  A.  Mehlman.  Am.    J.    Physiol.    221(4)- 
H51-1I55,  1971. 

The  effect  of  pH  on  O2  consumption  and  lactate 
and  pyruvate  content  of  rat  liver  slices,  homo- 
genates,  and  mitochondria  was  studied.   When 
glucose  was  used  as  a  substrate,  the  pH  (over 
the  range  from  6  to  9)  had  a  slight  effect  on  the 
rate  of  respiration  with  a  maximal  rate  at  pH 
8.5.   With  pyruvate  as  a  substrate,  the  pH  of  the 
media  had  a  significant  influence  on  the  rate  of 
respiration  of  liver  slices  with  a  maximum  at  pH 
7.4.  At  pH  greater  than  7  there  was  a  progressive 
accumulation  of  both  lactate  and  pyruvate  in  the 
media,  with  a  large  increase  in  the  lactate/pyruvate 
ratio  as  the  pH  rose  from  8  to  9  when  glucose 
was  used  as  a  substrate.   The  pyruvate  and 
lactate  contents  were  maximal  at  pH  7.5  and  7.0 
resp.   Using  pyruvate  as  a  substrate,  more 
pyruvate  was  utilized  at  higher  pH;  however,  the 
lactate  increased  with  increasing  pH  of  the'media 
over  the  entire  pH  range  from  6  to  9.   The 
lactate/pyruvate  ratios  in  liver  homogenates 
were  close  to  theoretically  predicted  values. 
Results  with  the  liver  mitochondria  were  similar 
to  those  observed  in  1 iver  si  ices. 


6468      STUDIES  ON  THE  FUNCTION  OF  DEOXY- 

RIBONUCLEASE  INHIBITOR  AFTER  PARTIAL 
HEPATECTOMY.   (E.)   Hayasaki,  N.  (Toyama  U. 
Dept.  Clin.  Biochem.,  Gofuku,  Japan),  K.  Hosaka 
and  K.  Tsukada.  Bioahim.    Biophys.   Acta   238(1): 


6469  TRANSITORY  CELL  ANTIGENS  OF  RAT  LIVER. 
I.   THE  SECRETION  AND  SYNTHESIS  OF 

FETOSPECIFIC  SERUM  PROTEINS  DURING  HEPATIC 
DEVELOPMENT  AND  REGENERATION.   (Fr.)   De  Nechaud, 
B.  (Inst.  Sci.  Res.,  Cancer,  Villejuif,  France) 
and  J.  Uriel.  Int.    J.    Canaer   8(l):71-80,  I971. 

6470  ISOLATION  AND  CHARACTERIZATION  OF  C-4- 
METHYL  INTERMEDIATES  IN  CHOLESTEROL 

BIOSYNTHESIS  AFTER  TREATMENT  OF  RAT  LIVER  IN  VITRO 

WITH  CHOLESTAN-36,5a,68-TRIOL.   Scallen,  T^J^i 

(U.  New  Mexico  Sch.  Med.,  Albuquerque),  A.  K.* 
Dhar  and  E.  D.  Loughran.  J.    Biol.    Chem.    246(]0)- 
3I6O-3I74,  1971. 


6471      REGENERATION  OF  THE  LIVER  AFTER  PARTIAL 

HEPATECTOMY  AS  A  FUNCTION  OF  AGE. 
(Ger.)   Paulini,  K.  (U.  Ulm  2nd  Dept.  Pathol., 
Germany),  G.  Beneke  and  R.  Kulka.  J.    Gerontol. 
4(3):14I-153,  1971. 


6472      TIME  SEQUENCE  OF  LIVER  PHOSPHOLIPID 

ALTERATIONS  DURING  DEPRIVATION  OF 
DIETARY  CHOLINE.   (E.)   Beare  Rogers,  J.  L. 
(Food  Drug  Direct.  Res.  Labs.  Tunney's  Pasture, 
Ottawa,  Ontario,  Canada).  Can.    J.    Physiol. 
Pharmacol.    49(3) : 171-1 77,  I97I. 


6473      BILE  SECRETORY  FUNCTION  OF  THE  LIVER 

IN  PARENTERAL  FEEDING  WITH  A  FAT 
EMULSION.   (Rus.)   Kachorovski i ,  B.  V.  and  R.  V. 
Rudy.  Patol.    Fiziol.    Eksp.    Ter.    15(2):59-62, 


6474      THIOL-DEPENDENT  CHANGES  IN  THE  PROPERTIES 

OF  RAT  LIVER  SULPHOTRANSFERASES.  (E.) 
Barford,  D.  J.  (Univ.  Coll.,  Cardiff,  Wales)  and 
J.  G.  Jones.  Bioahem.   J.    123  (3) :427-434,  1971. 


6475      STUDIES  ON  THE  ENZYMATIC  SYNTHESIS  OF 

CHOLESTEROL:   USE  OF  A  LIVER  ACETONE 
POWDER.   (E.)   Scallen,  T.  J.  (u.  Albuquerque 
Dept.  Biochem.,  N.  Mex.),  M.  W.  Schuster,  A.  K. 
Dhar  and  H.  B.  Skrdlant.  Lipids   6(3) : 162-1 65, 


6467      ON  THE  KINETICS  OF  LIVER  ENZYME 

REGRESSION  FOLLOWING  INDUCTION    (E  ) 
Haining,  J.  L.  (VA  Ctr.,  Jackson,  Miss.).  Av'oh. 
Bzoahem.    Biophys.    144(1 ) :204-208,  1971. 


6476      HEPATOTOXICITY  AND  LIPID  METABOLISM. 
IV.   STRUCTURE  AND  MOLECULAR  SPECIES 
OF  HEPATIC  TRIGLYCERIDE  IN  RATS  TREATED  WITH 
CARBON  TETRACHLORIDE.   (E.)   Sugano,  M.  (Kyushu 
U.  Sch.  Agric,  Fukuoka,  Japan),  K.  Imalzumi, 
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S.  Cho  and  M. 
1971. 


Wada.  Lipids  (>(2) '.\h\-]h^ , 


6/,77      SOME  INDICES  OF  FUNCTIONAL  STATE  OF 

THE  LIVER  AFTER  DUODENECTOMY  AND 
RESECTION  OF  DIFFERENT  PARTS  OF  THE  INTESTINE. 
(Rus.)   Siparov,  I.  N.  and  I.  B.  Martov. 
Zdravookhr.   Beloruss.    17(2): 10-1 3,  1971. 

Al,78      STUDY  OF  LIVER  CELL  PROTEINS  AND  LIPIDS 
^^       DURING  REGENERATION.   II.   COMPARATIVE 
STUDY  OF  THE  EFFECT  OF  SMALL  X-RAY  DOSES  AND  A 
SYNTHETIC  ANABOLIC.   (Fr.)   Butculesco   K  ID. 
Danielopolu  Inst.  Physiol.,  Bucharest,  Rumania), 
l!  Ciontesco  and  A.  Strungaru.  Rev.   Rom.    Physzol. 
8(1):103-110,  1971. 

A1.7q      EFFECT  OF  ADENOSINE  TRIPHOSPHATE  ON 

DEVELOPMENT  OF  POSTRADI ATION  CHANGES 
IN  THE  RAT  LIVER.   (Pol.)   Zyss,  R.  (Med.  Acad. 
Inst.  Pathol.  Anat.,  Warsaw,  Poland)   B  Gaikowska 
and  M.  Michalska-Kaszynska»  Patol.    Pol.    ZZU). 
305-321,  1971. 

AARO      DISTRIBUTION  AND  EXCRETION  KINETICS  OF 

2t(-lH-CH0LIC  ACID  IN  MAN  AND  DEMONSTRA- 
TION OF  A  MULTICOMPARTMENTAL  METABOLIC  MODEL. 

r«r  )      Klaodor  R.  (Univ.  1st  Med  Clin.,  Hamburg, 
ilrd/     KUn.   WoaLsehr.    49(3)  :159-l63,  1971. 


DIFFERENT  RATES  OF  GLUCOSE  AND  FRUCTOSE 
METABOLISM  IN  RAT  LIVER  TISSUE  m_  VITRO_. 
Pereira,  J.  N.  (Chas.  Pfizer  Co.  Med.  Res. 

Labs.,  Groton,  Conn.)  and  N.  0.  Jangaard. 

Metabolism  20 {h):332-hOO,   1971. 


6'481 
(E.) 


61,82      COMPARISON  OF  THE  POOL  OF  NUCLEOTIDES 

FROM  LIVER  CELLS  UNDER  DIFFERENT 
PHYSIOLOGICAL  CONDITIONS.   (E.)   Pieck,  A.  C.  M. 
(U.  Nijmegen  Dept.  Chem.  Cytol.,  Netherlands) 
C  M  A.  Kuyper  and  A.  A.  M.  Rijken.  Proo.   Kon. 
Akad.    Wet.    [C]    7M3):3n-317.  1971. 


6i»83 


BILIARY  EXCRETION  OF  ANTIBIOTICS.   (E.) 
Schoenfield,  L.  J.  /^.  Engl.   J.   Med. 
28it(21):1213-121'»,  1971. 


K.  R.  (U. 
and  G.  C. 
1971. 


CIRCADIAN  RHYTHM  OF  RAT  LIVER  AND  LUNG 
COLLAGENASE  ACTIVITY.   (E.)   Cutroneo, 
Rhode  Island  Coll.  Pharm.,  Kingston) 
Fuller.  LifeSai.    [ll]    10(7)  rSgS-^tOO, 


6A85 


A  HISTOCHEMICAL  STUDY  OF  LIVER  ENZYMES 
INVOLVED  IN  GLYCOGEN  METABOLISM  IN  THE 

Forces  Radiobiol.  Kes.  inst.. 


C.  G.  McHale. 
1971. 


Histoahemie   25(3)  :2'»7-255, 


61(86      LIVER  SERINE  DEHYDRATASE  LEVELS  IN  THE 

DEVELOPING  RAT.   (E.)   Evered,  D.  F. 
(Chelsea  Coll.  Sci.,  London)  and  L.  M. 

Comp.   Bioohem.   Physiol. 


L.  M.  Roffe. 
39(2B):377-381,  1971. 


61*87      MODE  OF  CELLULAR  PROLIFERATION  IN  THE 

LIVER  OF  SENILE  RATS  AFTER  PARTIAL 
HEPATECTOMY.   (Ger.)  Heine,  W.  D.  (Univ.  Inst. 
Pathol.,  Wurzburg,  Germany)  and  E.Stocker. 
Verh.   Dtsah.   Ges.   Pathol.    5'»:550-55'*,  1970. 

61,88      SIMULATION  OF  THE  KREBS  CYCLE  AND  CLOSELY 

RELATED  METABOLISM  IN  PERFUSED  RAT 
LIVER   I.   CONSTRUCTION  OF  A  MODEL.   (E.) 
Garfinkel,  D.  (U.  Pennsylvania  Dept.  Blophys., 
Philadelphia).  Comput.   B^omed.   Res.   '^i.^-D. 
1-17,  1971. 


6'»89 


GLUCONEOGENESIS  IN  RAT  LIVER  CYTOSOL. 

II.   COMPUTER  SIMULATION  OF  CONTROL 
PROPERTIES.   (E.) 
Dept,  Biophys 
Garfinkel.  Comput 
1971. 


Anderson,  J.  H.  (U.  Pennsylvania 
Philadelphia),  M.  J.  Achs  and  D. 
Biomed.   Res.    Ml-2) : 107-125. 


6^*90 


CARBON  MONOXIDE  BINDING  STUDIES  OF 
CYTOCHROME  A3  HEMES  IN  INTACT  RAT  LIVER 
MITOCHONDRIA.   (E.)  Wohlrab,  H.  (U.  Pennsylvania 
Sipt  Biophy;.,  Philadelphia)  and  G.  B.  Ogunmola. 
Biochemistry   10(7) :1 103-1 1 06,  1971. 

61,qi      STUDIES  OF  THE  MECHANISM  OF  ACTION  OF 
^^5^      3I  5. -CYCLIC  NUCLEOTIDES  ON  HEPATIC 
GLUCOSE  PRODUCTION.   (E.)   Conn  H  0- Jf^J'^^^"" 
11  Sch  Med..  St.  Louis,  Mo.),  I.  S.  Kar\,   m. 
sieiner  and  0,  M.  Kipnis.  Bioohem.    Biophys.   Res. 
Corrmm.    A5 (2) : '436-41,3,  1971. 


61,92 


THE  INDUCTION  OF  MICROSOMAL  HYDROXYLASES 
IN  REGENERATING  RAT  LIVER.   (E.) 
Soencer  T.  (Queen's  U.  Dept.  Biochem.,  Kingston, 
TZXo,   Canada)  and  P  W  F  Fischer.  Chem. 
Biol.   Interactions   l,(l):M-i*7.  1971. 


6493 


EFFECT  OF  BILIRUBIN  ON  DRUG  CONJUGATIONS 
IN  CHILDREN.   (E.)   Levy,  G.  (State 

U.  New  York,  Buffalo)  and  I.  J.  Ertel. 

1,7(5):811-817,  1971. 


Pediatrics 


6494 


METABOLIC  FATE  OF  UBIQUINONE  7.   I  I. 

ISOLATION  AND  IDENTIFICATION  OF 
METABOLITES  IN  THE  URINE,  LIVER  ^'^  /ND  "ES. 
(E.)   Fujita,  T.  (Takeda  Chem.  Industr.  Ltd. 
5s;ka,  Japan).  S. Janayama  and  Z  Suzuoki .  J. 
Biochem.    (Tokyo)   69(l):63-71,  1971. 
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6A95      COMPARATIVE  METABOLISM  OF  CHLOROBENZYLATE , 

CHLOROPROPYLATE,  AND  BROMOPROPYLATE 
ACARICIDES  BY  RAT  HEPATIC  ENZYMES.   (E.)   Knowles, 
C.  0.  (U.  Missouri  Dept.  Entomol.,  Columbia)  and 
S.  Ahmad.  Cccn.    J.   Physiol.    Pharmaool.    49(6): 
590-597,  1971. 


6't96      BILE  SECRETION  AND  MULTIPLICITY  OF 
HEPATIC  EXCRETORY  MECHANISMS.   (E.) 
Erlinger,  S.  (Beaujon  Hosp. ,  Clichy,  France). 
Arch.   Fr.   Mai.   App.    Dig.    60 (6-7,  Suppl.  2): 105-1 12, 


6A97      DNA-SYNTHESIS  OF  LYMPHOCYTES  IN 

REGENERATING  LIVER.  (E.)  Fichtelius, 
K.  E.  (U.  Uppsala  Inst.  Human  Anat.,  Sweden)  and 
B.  Kullgren.  Aata  Pathol.  Microbiol.  Soand.  [a] 
73{5)'M\-hhh,   197I. 


6^98      RELATIONSHIP  BETWEEN  URINARY  EXCRETION 

OF  KYNURENINE  AND  LIVER  TRYPTOPHAN 
OXYGENASE  ACTIVITY.   (E.)   Greengard,  0.  (New 
England  Deaconess  Hosp.,  Boston,  Mass.).  Am.   J. 
Clin.   Nutr.    24(6) :709-71 1 ,  1971. 


6499      EFFECTS  ON  NET  PLASMA  PROTEIN  SYNTHESIS 

OF  REMOVAL  OF  L-TRYPTOPHAN  OR  L-THREONINE 
FROM  A  COMPLETE  AMINO  ACID  MIXTURE:   STUDIES  IN 
THE  ISOLATED  PERFUSED  RAT  LIVER.   (E.)   Miller, 
L.  L.  (U.  Rochester  Sch.  Med.  Dent.,  N.  Y.)  and 
E.  E.  Griff ino  Am.   J.   Clin.   Nutr.    24(6) :7l8-729 
1971.  ' 


6500      THE  STIMULATORY  EFFECTS  OF  CARBON 

TETRACHLORIDE  AND  OTHER  HALOGENOALKANES 
.ON  PEROXIDATIVE  REACTIONS  IN  RAT  LIVER  FRACTIONS 


IN  VITRO.   GENERAL  FEATURES  OF  THE  SYSTEMS  USED. 
Te".1   STater,  T.  F.  (Univ.  Coll.  Hosp.  Med.  Sch., 
London)  and  B.  C.  Sawyer.  Bioohem.    J.    123(5): 
805-814,  1971. 


6501      THE  STIMULATORY  EFFECTS  OF  CARBON 

TETRACHLORIDE  ON  PEROXIDATIVE  REACTIONS 
IN  RAT  LIVER  FRACTIONS  IN  VITRO,   INTERACTION 
SITES  IN  THE  ENDOPLASMIC  RETICULUM.   (E.)   Slater, 
T.  F.  (Univ.  Coll.  Hosp.  Med.  Sch.,  London)  and 
B.  C.  Sawyer.  Biochem.    J.    123(5) :8l 5-82 1  ,  1971. 


6502      THE  STIMULATORY  EFFECTS  OF  CARBON 

TETRACHLORIDE  ON  PEROXIDATIVE  REACTIONS 
IN  RAT  LIVER  FRACTIONS  IN  VITRO.   INHIBITORY 
EFFECTS  OF  FREE  RADICAL  SCAVENGERS  AND  OTHER 
AGENTS.   (E.)   Slater,  T.  F.  (Univ.  Coll.  Hosp. 
Med.  Schc,  London)  and  B.  C.  Sawyer.  Bioohem.    J. 
123(5) :823-828,  1971. 


6503      INFLUENCE  OF  VITAMIN  B,2  AND  GLUCOSE 

CYCLOACETOACETATE  HYDROLYSATE  ON  OXIDA- 
TIVE PHOSPHORYLATION  IN  LIVER  MITOCHONDRIA  OF 
RATS  FED  AN  ATHEROGENIC  DIET.   (E.)   Redd i ,  T.  G. 
(Univo  Dept.  Biochem.,  Nagpur,  India)  and  M.  C. 
Nath.  J.    Vitaminol.    (Kyoto)    17(2) : 101-104 ,  I97I. 


6504      THYMIDINE  KINASE  OF  RAT  LIVER, 

ACTIVATION  BY  PHOSPHOL I PASE  C  AND  SUB- 
CELLULAR DISTRIBUTION  IN  THE  LIVER.   (E.)   Stirpe, 
F.  (U.  Bologna  2nd  Dept.  Microbiol.,  Italy)  and 
M„  La  Placa.  Biochem.    J.    122  (3) :347-351 ,  1971, 


6505      THE  POSSIBLE  ROLE  OF  MANGANESE  IN 

HEPATIC  LIPID  TRANSPORT.  (E.)  Barak, 
A.  J.  (VA  Hosp.,  Omaha,  Nebr.),  R.  C.  Keefer  and 
D.  J.  Tuma.  Nutr.   Rep.  Int.    3(4) :243-246,  I971. 


See  also  numbers:   6314,  6330 
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6506      A  COMPARISON  OF  JEJUNAL  RESPONSE  TO 

CHOLERA  EXOTOXIN  AND  TO  HYPERTONIC 
MANNITOL.   (E.)   Halsted,  C.  H.  (Johns  Hopkins  U. 
Sch.  Med.,  Baltimore,  Md.),  L.  S.  Bright,  E.  H. 
Luebbers,  T.  M.  Bayless  and  T.  R.  Hendrix.  Johns 
Hopkins  Med.   J.    USC*) :  179-189,  1971. 

Thiry-Vella  jejunal  loops  in  New  Zealand  rabbits 
were  used  to  study  the  effects  of  cholera  exotoxin 
and  hypertonic  mannitol,  alone  or  together,  on 
the  volume  and  composition  of  luminal  fluid.   The 
volume  response  (yl/cm/S  hours)  with  exotoxin 
alone  was  S'tO,  with  mannitol  alone,  632;  and  with 
exotoxin  and  mannitol,  1,047.   Compared  with  con- 
trols, the  intraluminal  concentration  of  Na   in- 
creased with  exotoxin  and  decreased  with  mannitol 
Bidirectional  fluxes  did  not  differ  between  the 
groups.   While  there  was  a  significant  increase 
in  unidirectional  flux  of  water  into  the  lumen 
with  either  exotoxin  or  mannitol.   In  the  exotoxin 
group,  the  movement  of  sodium  into  the  loop  par-_ 
alleled  the  changes  in  movement  of  water,  while  in 
the  mannitol  group  the  movement  of  Na   into  the 
lumen  was  less  than  in  control  loops  even  though 
movement  of  water  into  the  lumen  was  comparable 
to  that  In  controls.   Inasmuch  as  the  calculated 
Na+-free  water  clearance  was  the  same  in  loops 
exposed  solely  to  mannitol  as  In  loops  exposed  to 
exotoxin  and  mannitol  in  sequence,  it  was  con- 
cluded that  the  response  to  cholera  exotoxin  did 
not  Involve  Increased  mucosal  permeability. 


6507      GLYCOPROTEIN  BIOSYNTHESIS  IN  SMALL 
INTESTINAL  MUCOSA.   I.   A  STUDY  OF 
GLYCOSYLTRANSFERASES  IN  MICROSOMAL  SUBFRACTIONS. 
(E  )   Kim,  Y.  S.  (VA  Hosp.,  San  Francisco,  Calif.), 
J.'perdomo,  and  J.  Nordberg.  J.    Biol,    Chem, 
2'»6(17):5'466-5't76,  1971. 

A  complex  transferase  system  Involved  in  the 
transfer  of  N-acetylgl ucosami ne,  gal actose,  and 
N-acetylgalactosamine  to  various  glucoprotein 
acceptors  was  found  in  mucosa  from  the  rat  small 
intestine.  By  separation  of  smooth-  and  rough- 
surfaced  microsomes  with  a  modification  of 
Dallner's  gradient-density  centr i f ugat ion  method 
it  was  demonstrated  that  these  glycosyl transferases 
were  found  primarily  in  the  smooth-surfaced 
microsomes,  e.g.  95°^  of  total  microsomal  poly- 
pepHdyl:N-acetylgalactosaminyl  transferase 
activity  was  present  in  this  fraction.  After   _ 
alkaline  borohydride  treatment  and  acid  hydrolysis, 
N-acetylgalactosamine  was  incorporated  into  heat- 
treated  rough-surfaced  microsomal  acceptors 
primarily  at  the  protein-to-carbohydrate  linkage 
while  in  the  smooth-surfaced  microsomal  acceptors 
incorporation  probably  occurred  at  positions 
more  distal  in  the  polysaccharide  moiety. _  A 
component  which  was  immunologically  identical 
with  purified  rat  small  intestine  mucin  was 
found  by  immunodiffusion  only  in  the  smooth- 
surfaced  microsomes.  These  findings  suggest  that 
the  completed  protein  core  of  secretory  glyco- 


protein is  released  into  vesicular  channels  of 
the  rough-surfaced  microsomes  and  is  transported 
through  channels  to  smooth-surfaced  microsomes 
and  to  the  Golgi  apparatus.   Carbohydrates  are 
transferred  to  the  protein  core  sequentially  and 
immunological  competence  of  this  glycoprotein  is^ 
attained  at  smooth-surfaced  microsomes,  the  Golgi 
apparatus,  or  both.  The  completed  mucin 
accumulates  in  the  Golgi  apparatus  and  is  then 
secreted  into  the  intestinal  lumen. 


6508      FURTHER  STUDIES  OF  THE  RESPONSE  TO 

SECRETIN  AND  PANCREOZYMIN  IN  MAN.   (E.) 
Wormsley,  K.  G.  (Maryfield  Hosp.,  Dundee,  Scotland). 
Saand.   J.   Gastroenterol.    e(k)  :3l*3-350,    1971. 

Subjects  with  normal  pancreatic  function  (healthy 
volunteers,  patients  undergoing  minor  surgery 
and  patients  with  duodenal  ulcers)  were  studied. 
All  received  i.v.  infusions  of  secretin  alone  or 
of  secretin  with  pancreozymin,  with  aspiration 
of  duodenal  contents.   I n  8  of  11  patients,  _ 
significantly  more  bicarbonate  was  secreted  in 
response  to  secretin  (2  CU/kg-hour)  than  to  a 
combination  of  secretin  (0.25  CU)  plus  pancreozymin 
{h    lU/kg-hr).   In  all  of  18  patients  the  bicarbonate 
response  to  secretin  was  significantly  greater 
with  k   than  with  2  CU.   In  9  in  whom  pancreozymin 
(0  5  lU)  was  added  to  secretin  (2  CU) ,  the 
aspirate  changed  from  acholic  to  bile-stained 
during  the  infusion  of  pancreozymin.   In  4  of  5, 
the  output  of  bicarbonate  was  significantly 
greater  with  the  addition  of  pancreozymin  (0.5  lU) 
to  secretin  (2  CU)  than  when  the  infusion  of 
secretin  was  doubled  (2  to  i*  CU) .  The  output  of 
enzymes  (trypsin,  chymotrypsi n,  amylase)  was 
significantly  greater  with  secretin  (0.25  CU) 
plus  pancreozymin  {h    lU)  than  with  secretin  alone. 
Compared  with  a  test  dose  of  secretin  (0.25  CUJ, 
the  enzyme  response  to  2  CU  was  greater  i n  3  of 
6  and  less  in  2.   In  5  of  6,  the  overall  and 
post-pancreozymin  enzyme  response  were  less  with 
addition  of  pancreozymin  (0.5  lU)  to  2  CU  secretin 
than  to  0.25  CU  secretin.   Bile  pigment  disappeared 
from  the  aspirate  in  5  of  6  with  infusion  of  0.25 
CU  secretin  and  in  31  of  39  larger  doses.  The 
secretion  of  bile  pigment  in  response  to  pan- 
creozymin  (0.5  lU)  was  both  significantly  delayed 
and  lowered  after  prior  infusion  of  secretin  at 
2  CU  compared  with  0.25  CU. 


6509      EFFECT  OF  ACUTE  RENAL  FAILURE  UPON  CELL 

DIVISION  ON  THE  JEJUNUM:   RADIOAUTO- 
GRAPHIC  AND  ULTRASTRUCTURAL  STUDIES  IN  THE  MOUSE. 
(E.)   McDermott,  F.  T.  (Monash  U,  Dept.  Surg., 
Melbourne,  Australia),  J.  Nayman  and  W.  G.  R.  M. 
de  Boer.  Ann.    Surg.    1 7'*  (2)  :27'»-282,  1971. 

Acute  renal  failure,  induced  in  different  groups 
of  Swiss  albino  mice  by  i.p.  injection  of  uranyl 
nitrate,  a  nephrotoxic  agent,  or  by  urinary 
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obstruction,  inhibited  cell  division  in  both 
groups  and  was  more  pronounced  with  severe  renal 
failure.  There  was  an  inverse  relationship 
between  labeling  index  and  blood  urea  level. 
Histological  appearances  were  similar  in  all 
groups  and  there  was  no  evidence  of  inflammation 
or  ulceration.   Blood  urea  levels  in  the  uremic 
mice  ranged  between  410-^55  mg/100  ml.   Five  cell 
types:   undifferentiated  cell,  mucous  cell, 
Paneth  cell,  enterochromaf f i n  cell  and  crystal 
cell  were  identified  in  the  jejunal  crypt 
epithelium  of  each  group  examined.  The  latter  2 
cell  types  were  not  frequently  seen  and  Paneth 
cells  were  confined  to  the  crypt  bases.   The 
inhibition  demonstrated  closely  resembled  that 
found  in  the  proliferating  connective  tissue 
cells  of  wounds  and  in  the  esophageal  epithelium 
in  acute  renal  failure.   Inhibition  of  cell 
renewal  in  acute  renal  failure  may  contribute  to 
the  development  of  uremic  lesions  in  the  digestive 
tract. 


6510      INTESTINAL  SECRETION:   STIMULATION  BY 

PEPTIDES.   (E.)   Barbezat,  G.  0. 
(Wadsworth  Hosp.,  Los  Angeles,  Calif.)  and  M.  I, 
Grossman.  Soienae    1  7'»('t007)  :i(22-'t2'4,  1971. 
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UPTAKE  FROM  BLOOD  AND  CONJUGATION  OF 
BILIRUBIN  BY  THE  INTESTINAL  MUCOSA  OF 
WISTAR,  GUNN  AND  HEPATECTOMI ZED  RATS.   (E.) 
Rodriguez  Garay,  E.  A.  (Natl.  U.  Rosario  Sch. 
Med.  Sci.,  Argentina),  M.  del  Rosario  Spetale, 
L.  S.  Morisoli  and  H.  R.  Berra.  Experientia 
27(8):90/»-9O6,  1971. 

When  unconjugated  bilirubin  was  infused  in 
untreated  rats  with  bile  duct  cannulas,  a  signifi- 
cant positive  correlation  was  found  between  con- 
jugated and  unconjugated  serum  bilirubin  and 
both  forms  of  pigment  in  skin  homogenates.   No 
correlation  was  found  between  serum  pigments  and 
those  present  in  intestinal  mucosa.   In  the  latter, 
variable  amounts  of  azopigment  B  were  seen  in 
correspondence  with  the  liver  capacity  for  bili- 
rubin excretion.  A  positive  correlation  was 
observed  between  conjugated  bilirubin  of  intestinal 


mucosa  and  lumen  contents.   In  hepatectomized 
rats  azopigment  B  was  not  detected  in  serum 
samples  but  was  always  present  in  the  intestinal 
mucosa.   Mesenteric  fat  of  hepatectomized  rats 
contained  only  azopigment  A,  whereas  that  of  2 
rats  with  bile  duct  ligation  contained  azopigment 
A  and  B.   When  radioactive  unconjugated  bilirubin 
was  injected  into  hepatectomized  rats,  scanning 
of  chromatograms  of  intestinal  mucosa  revealed  a 
peak  of  radioactivity  coincident  with  azopigment 
B  and  a  secondary  peak  with  azopigment  A.   After 
azopigment  B  spots  were  pooled,  e luted  and  re- 
chromatographed,  70^  of  azopigment  A  was  now 
detected  with  most  of  the  radioactivity  present 
in  this  area.   Serum  unconjugated  bilirubin  can 
be  taken  up  and  then  conjugated  by  the  rat 
intestinal  mucosa  in  vivo. 


6512      PROXIMAL  TO  DISTAL  VARIATIONS  IN 

ENZYMES  OF  THE  RAT  INTESTINE.   (E.) 
Harrison,  D.  D.  (Roy.  Alexandra  Hosp.  Child., 
Sydney,  Australia)  and  H.  L.  Webster.  Bioohim. 
Biophys.   Aata   24^*  (2)  :432-436,  I971. 

Enzyme  levels  of  in  vitro  preparations  were 
assayed  at  all  levels  of  the  gut  of  male  Wistar 
rats.   Analysis  was  made  of  villous  cell  suspensions 
in  EDTA-saline  from  each  of  10  levels  of  the  gut. 
The  bulk  of  cellular  protein  was  found  in  the 
first  half  of  the  gut.   For  invertase,  the  level 
of  activity  at  the  extreme  proximal  end  increased 
2-fold  to  reach  a  maximum  in  the  mid-jejunum, 
and  then  fell  off  to  a  near-zero  level  in  the 
distal'  gut.   Levels  of  alkaline  phosphatase  were 
maximal  at  the  most  proximal  portion  of  the  gut 
and  then  fell  off  exponentially.   Levels  of 
leucine  aminopept idase  were  constant  in  the 
first  half  of  the  gut  and  then  fell  to  about 
half  of  this  level  at  the  distal  end.   Esterase 
levels  tended  to  be  constant  throughout  the  gut. 


6513      EFFECT  OF  L-HISTIDINE  ON  HUMAN  AND  RAT 
JEJUNAL  PYRUVATE  KINASE  ACTIVITY.   (E.) 
Stifel,  F.  B.  (Fitzsimons  Gen,  Hosp.,  Denver, 
Colo.)  and  R.  H.  Herman.  Can.   J.    Biochem.    49(10)- 
1105-1116,  1971. 

The  nature  and  effect  of  L-histidine  and  other 
ammo  acids  on  jejunal  and  liver  pyruvate  kinase 
activity  was  studied  in  male  Holtzman  rats.   L- 
histidine  exerted  a  large  stimulatory  effect  on 
jejunal  and  hepatic  pyruvate  activity  in  rat  and 
in  man  \n_   vitro.   Serine,  arginine  and  aspartic 
acid  had  a  similar  but  less  effect.   Alanine  and 
phenylalanine  both  inhibited  jejunal  pyruvate 
kinase  in  both  rat  and  man  while  only  alanine 
was  shown  to  inhibit  hepatic  pyruvate  kinase  in 
rats.  A  dose  response  of  pyruvate  kinase  to 
histidine  was  seen  in  both  tissues  and  was  blocked 
by  the  addition  of  either  alanine,  phenylalanine, 
or  acetyl  CoA.   Liver  and  jejunum  pyruvate  kinase 
activity  was  significantly  higher  in  rats  fed  a 
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hi  St i dine-complete  diet  as  opposed  to  rats  fed 
on  histidine-deficient  meals.   This  increased 
activity  was  diminished  within  k   hr  in  the 
jejunum  and  12  hr  in  the  liver  after  removing 
histidine  from  the  diet,  and  reached  a  maximum 
for  both  tissues  at  24  hr  following  initiation 
of  the  deficient  diet.   The  percent  stimulation 
of  pyruvate  kinase  activity  ijl  v_i_tro  by  L- 
histidine  was  inversely  proportional  to  the  basal 
activity  in  vivo.   Histidine  was  shown  to  produce 
the  greatilt  stimulation  of  hepatic  and  jejunal 
pyruvate  kinase  activity  in  rat  and  man  _in  vit£0 
as  compared  to  the  less  stimulatory  effects  of 
various  imidazole  derivatives.   At  different^  _ 
incubation  temperatures,  pyruvate  ki nase- act i v i ty 
in  the  jejunum  increased  with  increasing  concen- 
trations of  histidine  and  was  always  greatest  at 
lowest  temperatures.   The  effect  of  histidine  is 
seemingly  ubiquitous  in  the  rat  ^  '  ""/^  '  [""1^^^'°" 
occurred  in  all  rat  tissues  tested  and  therefore, 
may  play  an  important  role  in  the  regulation  of 
glycolysis  in  mammalian  systems. 


and  repeated  collections  and  the  mechanisms  in- 
volved in  producing  flatus  is  presented.  The 
average  flatus  volumes  on  the  3  diets  were:   10.9 
ml/hr  on  diet  A,  a  high  carbohydrate,  liquid 
chemically  defined  diet  (Vivasorb);  26.7  ml/hr  on 
diet  B  (restricted  carbohydrate  quantity  and  low 
crude  fiber  content);  kS.k   ml/hr  on  diet  C  (high 
crude  fiber  content  with  201  by  weight  of  baked 
beans).   According  to  the  means  for  each  subject, 
a  highly  significant  increase  in  the  volume  of 
flatus  for  subjects  taking  diet  C  was  observed  as 
compared  to  the  same  subjects  taking  diet  A  or 
diet  B.   More  prolonged  studies  with^f*  subjects 
showed  that  there  was  an  average  221°^  increase 
in  flatus  producing  on  changing  from  diet  A  to 
diet  B.   Only  one  subject  showed  a  decrease  in 
flatus  while  taking  diet  C.   A  dose  correlation  was 
also  apparent  between  increasing  the  crude  fiber 
content  of  the  diet  and  enhanced  production  of 
flatus.   These  results  indicate  that  gas  from 
bacterial  fermentation  of  undigested  food  residues, 
e.g.  cellulose,  passes  into  the  colon  and  is  not 
the  result  of  the  swallowing  of  air. 


65li)      INFLUENCE  OF  DIET  ON  FLATUS  VOLUME  IN 

HUMAN  SUBJECTS.   (E.)   Davies,  P.  J. 
(St.  Vincent's  Hosp.,  Melbourne,  Australia).  Gut 
12(9):713-716,  1971. 

The  effects  of  3  carefully  chosen  diets  on  volumes 
of  flatus  of  10  flatulent  subjects  using  prolonged 


6515      GLUCAGON  STIMULATION  OF  INTESTINAL 

SECRETION:   DOES  IT  CAUSE  WATERY 
DIARRHOEA?   (E.)   Rosenthal ,  W.  S.  (New  York  Med. 
Coll.   N.  Y.).  Lancet  2(7722): 497,  1971. 


See  also  number:   6418 
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6516      HEPATIC  BLOOD  FLOW  DURING  LATE  PREGNANCY. 

(E.)   Laakso,  L.  (Univ.  Cent.  Hosp., 
Turku,  Finland),  P.  Ruotsalainen,  P.  Punnonen  and 
J.  Maatela.  Aata  Obstet.    Gynecol.    Saand.    50(2)- 
175-178,  1971. 

Colloidal  heat-denatured  serum  albumin  labeled 
with  -^M  was  used  to  measure  hepatic  blood  flow 
in  women  in  the  aS-^tOth  week  of  pregnancy  (20 
women)  and  in  nonpregnant  controls  (15).  Subjects 
consisted  of  5  normal  pregnant  women  and  15  with 
mild  pre-eclampsia.  The  half-times  of  plasma 
activity  were  2.0  min  in  controls  and  normal 
pregnant  women  and  3.0  min  in  pre-eclampt ics, 
but  this  difference  was  not  significant.  The 
total  blood  volume  was  68  ml/kg  in  controls,  50 
ml/kg  in  normal  pregnancy,  and  69  ml/kg  in  toxemia 
and  values  for  the  minimal  hepatic  blood  flow 
were  26,  18,  and  18  ml/kg,  resp.   Because  of  the 
extent  of  deviation,  these  differences  were  not 
significant.  These  findings  suggest  that  pregnancy 
does  not  affect  the  function  of  Kupffer  cells  in 
the  liver.   This  method  of  measuring  blood  blow 
IS  useful  because  it  does  not  necessitate  hepatic 
vein  catheterization,  but  it  is  not  suitable  for 
analyzing  group  results  because  of  the  large 
individual  variations;  it  may  be  useful  for 
following  individual  patients. 


6517      DIFFERENTIATION  OF  CUTANEOUS  AND 

INTESTINAL  BLOOD  FLOW  DURING  HYPOTHALAMIC 
HEATING  AND  COOLING  IN  ANESTHETIZED  DOGS   (E  ) 
SchOnung,  W.  (U.  Glessen  Physiol.  Inst.,  Germany), 
H.  Wagner,  C.  Jessen  and  E.  Simon.  Pflueqers 
Aroh.    llH2)-MS-k5h,    1971. 

Blood  flow  in  arteries  supplying  cutaneous  and 
intestinal  vascular  regions  were  simultaneously 
measured  In  anesthetized  dogs,  whose  hypothalamic 
preoptic  region  was  selectively  heated  and  cooled 
with  a  sterotaxically-inserted,  water-perfused 
thermode.  Hypothalamic  cooling  increased  intestinal 
blood  flow  while  cutaneous  blood  flow  was  de- 
pressed to  half  the  control  value.  Arterial 
pressure  was  not  affected.  An  antagonistic 
response  of  cutaneous  and  intestinal  blood  flow, 
but  of  opposite  direction,  was  also  observed  during 
hypothalamic  heating.  Heating  increased  intestinal 
vascular  resistance,  while  cooling  decreased  this 
regional  vascular  resistance.  Antagonistic 
changes  of  blood  flow  in  the  cutaneous  and  in- 
testinal vascular  beds  represent  typical  thermo- 
regulatory responses  of  systemic  circulation 
induced  by  regionally  antagonistic  changes  of 
vasomotor  activity. 


A  mathematical  model  of  the  hepatic  portal  system 
in  blood  glucose  homeostasis  is  presented.  The 
model  provides  an  integral  view  of  the  heaptic 
portal  system  and  suggestions  are  made  for  further 
experiments.  Two  analytical  techniques  based  on 
the  continuity  equation  were  used:   (a)  the  flow 
diagram  with  its  nodal  equations  which  supplies 
information  related  to  steady  state  flows,  and 
(b)  the  compartmental  method  which  characterizes 
the  dynamics  of  the  system.   The  basic  assumption 
of  the  model  was  linearity.   Several  conclusions 
were  made:   (a)  the  hepatic  portal  system  was 
reduced  to  a  flow  diagram  to  obtain  a  system  of 
nodal  equations;  (b)  nodal  equations  were  used  to 
find  the  hepatic  production  of  glucose  and 
hepatic  blood  flow;  (c)  nodal  equations  give 
information  on  steady-state  flows;  (d)  differential 
equations  of  the  system  were  used  to  calculate 
hepatic  transfer  function;  and  (e)  information 
concerning  the  dynamics  of  the  system  and  the 
transient  response. 


6519      LONG-TERM  BLOOD  FLOW  STUDIES  IN  THE 
GASTRIC  SUBMUCOSA  OF  UNANESTHET IZED 
RATS.   (E.)   Mackie,  B.  (U.  Mississippi  Med. 
Ctr.,  Jackson)  and  M.  D.  Turner.  Arah.    Sura. 
103('0:500-50it,  I971.  ^ 

A  hydrogen-gas  tissue  clearance  method  was 
developed  to  measure  blood  flow  rates  in  the 
submucosa  of  the  cardiac  and  the  pyloric  areas 
of  the  stomach  in  normal  rats  and  5  rats  that 
developed  abscesses  in  the  abdominal  wound  or 
head  cap.   Following  rapid  I. v.  injection  of 
saturated  potassium  chloride  (causing  cardiac 
arrest),  the  rate  of  hydrogen  gas  clearance  from 
the  tissues  immediately  slowed  and  then  abruptly 
ceased.   In  the  early  postoperative  period,  the 
mean  pyloric  perfusion  rate  was  only  slightly 
greater  than  that  in  the  cardiac  region,  but 
blood  flow  rates  obtained  on  the  I4th  postoperative 
day  in  the  pyloric  region  were  significantly 
greater  than  that  in  the  cardiac  region  (0.79 
ml/g/min  vs.  0.^7  ml/g/min).   In  infected  rats, 
basal  flow  rates  recorded  on  or  after  the  l^tth 
postoperative  day  were  elevated.   When  rats  were 
subjected  to  hypoxia,  an  immediate  fall  in  blood 
flow  occurred  in  the  cardiac  area  (significant 
at  10  mm),  but  it  returned  to  normal  after  90 
minutes  of  continuous  hypoxia.  The  mean  increase 
in  flow  when  rats  were  released  from  hypoxia  was 
'♦U,  indicating  a  hyperemic  response. 


pn 


6518      A  MATHEMATICAL  MODEL  OF  THE  HEPATIC 
PORTAL  SYSTEM.   (E.)   Val ent i nuzz i , 
M.  E.  (Baylor  Coll.  Med.,  Houston,  Tex.).  Med. 
Biol.   Eng.    9(3) :213-220,  1971. 


6520      LIVER  PHYSIOLOGY  AND  PHYS lOPATHOLOGY. 

Ic   BLOOD  FLOW.   (Fr.)   Benhamou,  J.  P. 
(Beaujon  Hosp.,  Clichy,  France),  C.  Sicot  and  S. 
Erlinger.  Presse  Med.    79(5) : I85-I 91 ,  1971. 
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6521      STATUS  OF  ABDOMINAL  VISCERAL  CIRCU- 
LATION VIA  SUPERIOR  MESENTERIC 
PROSTHESIS.   (E.)   Jaffe,  M.  S.  (VA  Hosp 
Cincinatti,  Ohio).  Am.    J.    Surg.    121 (6) :736-738, 
1971. 


6522 


DISTRIBUTION  OF  BLOOD  FLOW  TO  THE 
MUSCLE  AND  MUCOSA  OF  THE  RAT  ESOPHAGUS. 
(E  )   Zboralske,  F.  F.  (Stanford  U.  Sch.  Med., 
Calif.).  G.  S.  Harell,  G.  L.  DeNardo  and  B 
BradUy  Invest.   Radiol.    6(M:255-259.  1971. 


See  a 
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6523      Tc99m  Na  PERTECHNETATE  SCANNING  OF  THE 

ABDOMEN  WITH  PARTICULAR  REFERENCE  TO 
SMALL  BOWEL  PATHOLOGY.   (E.)   Duszynski,  D.  0. 
(Child.  Hosp.,  Buffalo,  N.  Y.),  T.  C.  Jewett  and 
J.  E.  Allen.  Am,    J.   Roentgenol,   Radium  Ther. 
Nual.   Med.    1 13(2) :258-262,  1^71. 

Abdominal  scanning  with  59my^  ^^   pertechnetate 
was  performed  on  50  patients  with  suspected 
abdominal  pathology.   Twenty-three  patients  showed 
normal  abdominal  patterns  and  27  showed  abnormal 
patterns  at  scanning  due  to  various  pathological 
lesions.   Increased  uptake  of  the  isotope  was 
seen  in  the  gastric  mucosa  of  Meckel's  diverticula 
and  in  both  acute  and  chronically  obstructed  small 
bowel  loops.   Initial  scans  of  two  patients 
showed  decreased  uptake  in  fluid-filled  structures 
such  as  abscess  and  an  anterior  meningocele. 
Tc39nifja  pertechnetate  abdominal  scanning  seemed 
to  be  of  value  in  demonstrating  some  lesions 
which  were  not  readily  diagnosed  by  conventional 
contrast  roentgenography. 

6524      A  MODIFICATION  OF  CHARCOAL  ADSORPTION 

IMMUNOASSAY  OF  GASTRIC  INTRINSIC  FACTOR. 
(E.)   Ghazi,  H.  A.  (Roy.  Infirm.,  Sheffield, 
England)  and  V.  Annerson.  Gut   1 2(8) :66l-662,  I97I. 

A  modified  immunoassay  of  gastric  intrinsic  factor 
is  described  in  which  the  contribution  to  vitamin 
Bj2-binding  by  the  antibody  serum  is  balanced  by 
the  same  serum.   In  this  2-part  procedure  anti- 
body serum  is  first  added  when  it  cannot  interfere 
with  binding  of  vitamin  B|2  to  the  gastric  juice. 
Subsequently,  antibody  serum  is  added  to  the 
gastric  juice  before  a  vitamin  8)2  solution  to 
prevent  the  uptake  of  vitamin  B]2  by  the  intrinsic 
factor  in  gastric  juice.   Several  assays  of 
intrinsic  factor  were  done  on  gastric  juice  from 
a  patient  with  pernicious  anemia  and  a  normal 
volunteer.   Using  5  different  randomly  selected 
antibody  sera,  the  standard  error  of  the  results 
using  this  modified  technique  was  O.67O  mg/ml  for 
normal  gastric  and  0.199  mg/ml  for  pernicious 
anemia  gastric  juice.  This  error  is  significantly 
lower  than  that  obtained  with  other  assay 
procedures.   The  consistency  of  the  results 
obtained  with  this  new  assay  system  makes  it 
unnecessary  to  use  large  fixed  pools  of  serum 
and  normal  serum. 


6525      GASTRIC  PSEUDOLESIONS:   ROENTGENOGRAPH! C- 

GASTROPHOTOGRAPHIC  CORRELATION.   (E.) 
Calenoff,  L.  (Northwestern  U.  McGaw  Med.  Ctr., 
Chicago,  111.)  and  M.  Sparberg.  Am.    J.    Roentgenol, 
Radiim  Ther.    Nucl.   Med.    1 1 3( 1 ): 139-1 46,  I97I. 

Eighty-two  cases  in  which  a  lesion  of  the  stomach 
was  suspected  on  the  roentgen  examination  were 
examined  gastroscopical ly  and  gast rophotographical ly 
and  the  results  were  analyzed  for  correlation 
between  the  procedures.   Of  the  \h   cases  in  which 


positive  roentgen  findings  were  present  with 
negative  gast rophotographic  findings  (pseudo- 
lesions)  9  of  the  X-rays  suggested  a  neoplasm,  k 
an  ulcer,  and  1  a  polyp.   The  roentgen  appearance 
of  the  pseudo-lesion  was,  in  most  cases,  attributed 
to  a  variation  in  the  gastric  mucosal  fold  pattern. 
Large,  instead  of  small,  folds  in  the  fundus 
simulated  a  neoplastic  lesion  as  did  mucosal 
scarring.   An  ulcer  was  simulated  by  diagonal 
instead  of  longitudinal  and  prominent  instead  of 
indistinct  folds  on  the  lesser  curvature,  a 
cobblestone  appearing  mucosa  of  the  greater 
curvature,  or  a  slight  depression  of  the  mucosa 
in  the  pars  media.   Gastroscopy  with  photography 
seems  to  be  a  worthwhile  adjunct  in  the  diagnosis 
of  a  gastric  lesion  which  yields  equivocal  results 
on  X-ray  examination. 


6526      SERUM  MUCOPROTEIN  AND  GUANASE  LEVELS 

IN  THE  DIFFERENTIAL  DIAGNOSIS  OF 
JAUNDICE.   (E.)   Steigmann,  F.  (Cook  County 
Hosp.,  Chicago,  UK),  V.  C.  Gandhi,  D.  Silverman 
and  A,  Dubin.  Am.'' J.    Gastroenterol.    56(2): 
109-117,  1971. 

Serum  mucoprotein  and  guanase  levels  were  measured 
in  I'tS  patients  with  biopsy-proven  cases  of 
acute  viral  hepatitis,  25  with  chronic  hepatitis, 
and  72  with  neoplastic  disease  of  the  liver  or 
biliary  tract.   A  high  percentage  of  patients 
with  acute  hepatitis  demonstrated  increased  serum 
guanase  activity  while  SCOT,  SGPT  and  isocitric 
dehydrogenase  levels  were  not  markedly  elevated 
indicating  early  (within  the  first  2  weeks)  acute 
hepatitis.   A  few  patients  with  malignant  disease 
had  an  increased  guanase  activity.   Approximately 
30^  of  patients  with  jaundice  associated  with 
hepatic  malignancy  had  elevated  serum  guanase 
activities.   Patients  with  liver  neoplasms 
demonstrated  high  serum  mucoprotein  values, 
whereas  below  normal  values  were  observed  in 
patients  with  acute  hepatitis.   These  tests  may 
be  of  additional  diagnostic  help  in  the  evaluation 
of  patients  with  jaundice. 


6527      UNUSUAL  TUMORS  OF  THE  GASTROINTESTINAL 

TRACT.   (E.)   Berk,  R.  N.  (U.  California 
Sch.  Med.,  La  Jolla),  G.  S.  Scher  and  D.  F.  Bode. 

Am.   J.  Roentgenol.   Radium  Ther.   Nual.  Med. 
113(1):159-170,  1971. 

The  radiologic  manifestations  of  5  unusual  tumors 
of  the  gastrointestinal  tract  are   described  and 
a  case  history  for  each  neoplasm  is  presented. 
Leiomyosarcoma^  of  the  esophagus  can  not  be 
differentiated  from  squamous  cell  carcinoma  of 
the  esophagus  by  X-ray  unless  It  is  of  the 
polypoid  type.   Leiomyobl astomas  of  the  stomach 
are  indistinguishable  rad iolog ical 1 y  from  other 
Intramural  gastric  lesions.   Neurofibroma  of  the 
stomach  presents  the  usual  radiologic  features 
of  benign  mural  lesions  with  a  smooth,  sharply 
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circumscribed  filling  defect  in  the  gastric  lumen. 
The  roentgen  features  of  adenocarcinoma  of  the 
duodenal  bulb  are  the  same  as  those  of  carcinoma 
elsewhere  in  the  gastrointestinal  tract.  The 
radiologic  features  of  adenoacanthoma  of  the 
cecum  are  indistinguishable  from  the  more  con- 
ventional adenocarcinoma. 


6530 


6528 


PANCREAS  IMAGING  -  IS  IT  WORTH  IT?   (E.) 
Landman,  S.  (Argonne  Cancer  Res.  Hosp., 

Chicago,  111.)  R.  E-  Po'cyn  and  A.  Gottschalk. 

Radiology   1 00(3) :631-636,  1971. 

One  hundred  and  six  radionuclide  studies  were 
analyzed  for  their  clinical  value  '"  diagnosing 
normal  and  abnormal  pancreas.   In  B«/o  of  the 
cases  with  normal  radionuclide  studies  no  pan- 
creatic lesions  were  found.  Partial  or  non- 
visualization  of  the  pancreas  was  indicative  ot 
impairment  of  the  gland,  usually  due  to  chronic 
pancreatitis  or  carcinoma.   The  nuclide  '"lage  was 
unable  to  differentiate  between  these  two  patholo- 
gical entitles.   Fewer  false  positive  results 
were  reported  than  previous  studies  due  to  gamma 
camera  sequential  imaging.   Rad ionucl ide  stud , es 
usin^sequential  imaging  can  be  a  valuable  technique 
in  evaluating  pancreatic  normality  and  abnormality. 


6529      THE  USE  OF  ALPHA  BLOCKING  AND  BETA 

STIMULATING  DRUGS  IN  COMBINATION  TO 
IMPROVE  OPACIFICATION  OF  THE  PORTAL  VENOUS  SYSTEM. 
(E.)   Van  Heertum,  R.  L.,  C.  M.  Cioffi  and  F.  F. 
Ruzicl<a,  Jr.  (St.  Vincent's  Hosp.,  New  York, 
N.  Y.).  Radiology   100(3) :679-682,  1971. 

Portal  vein  visualization  for  use  in  radiographic 
studies  was  enhanced  by  alpha  blocking  and  beta 
stimulating  agents  in  9  dogs.   Eleven  studies 
were  performed  using  phentolamine  and  i soproteranol 
and  showed  increased  flow  and  faster  clearance 
of  contrast  material  than  the  controls.  The 
optimum  venous  phase  was  seen  an  average  ot  Z.;? 
sec  earlier  than  the  controK   Al 1  1 1  demonstrated 
markedly  enhanced  portal  vein  opacification  and 
10  showed  an  average  of  1  mm  increase  of  portal 
and  superior  mesenteric  vein  diameters  as  compared 
to  controls.   Studies  measuring  simultaneous 
central  aortic  and  superior  mesenteric  artery 
pressures  before  and  after  drugs  were  administered 
demonstrated  a  greater  drop  in  superior  mesenteric 
arterial  pressure  than  aortic  pressure  with  low 
doses  of  isoproterenol,  while  with  high  doses  of 
the  drug  the  decrease  in  pressure  in  both  vessels 
was  equal.   Dosages  of  1 5  ug  isoproterenol  and _ 
0  5  mg  phentolamine  provided  adequate  radiological 
results  without  lowering  central  aortic  pressure 
or  increasing  heart  rate.   Studies  using  only 
isoproterenol  gave  similar  results  as  those 
obtained  with  a  combination  of  isoproterenol  and 
phentolamine;  however,  less  opaci f i cat  ion  was  seen 
in  the  mesenteric-portal  trunk.  The  combination 
of  phentolamine  with  isoproterenol  results  in 
improved  constant  arterial  portograms. 


COLONIC  ELECTRICAL  ACTIVITY  RECORDING 
AND  TOTAL  FIBEROPTIC  COLONOSCOPY.   TVW 

NEW  APPLICATIONS  OF  TRANSI NTESTI NAL  INTUBATION. 

(E.)   Provenzale,  L.  (U.  Catania  Inst.  Surg. 

Pathol.,  Italy)  and  A.  Revignas.  Am.    J. 

Gastroenterol.    56(2) :  1 37-l'*8,  1971. 

Nonoperative  endoscopic  observation  and  visceral 
biopsy  as  well  as  electrical  activity  was  studied 
in  21*6  patients  with  both  diseased  and  normal 
colons  using  a  "pulley  system"  for  retrograde 
introduction  of  instruments  into  the  colon. 
Fiberoptic  colonoscopy  made  possible  early 
diagnosis  of  carcinoma  in  6  patients  with  negative 
symptoms  and  radiologic  findings.   Of  5  patients 
with  possible  malignancies,  visceral  biopsy 
enabled  confirmatory  diagnosis  in  A  cases  and 
was  successful  in  demonstrating  additional 
lesions  in  patients  with  colonic  polyps.   Colono 
scopy  was  either  able  to  detect,  confirm  or 
correct  various  pathological  states  of  the  co  on 
such  as  rectal  bleeding,  idiopathic  proctocolitis, 
diverticular  disease  and  ulcerative  colitis. 
Electrical  activity  in  normal  colons  consisted 
of  low  freauency  "slow  waves"  with  a  mean 
amplitude  of  I'lO  microvolts  (uV)  and  mean  duration 
of  k   sec  and  "spike"  potentials  which  lasted 
0  2  sec  and  varied  from  110  uV  (ascending  colon), 
150  uV  (descending  colon)  to  160  yV  (sigmoid 
colon).   Irregular  rhythm  slow  waves  were  seen  in 
the  ascending  colon  while  transverse  and  descending 
colon  showed  higher  amplitude  slow  waves  w  th 
frequent  bursts  of  spikes.  The  sigmoid  colon 
also  had  higher  amplitude  irregular  ^ow  waves, 
but  showed  very  frequent  spikes  of  all  f°™^: 
Pathological  states  such  as  Hirschsprung  ^  disease 
and  idiopathic  megacolon  showed  abnormal  electrical 
activity  of  the  colon.   Nonoperative  examination 
of  the  colon  seems  to  be  a  valuable  procedure; 
however,  it  is  not  proposed  as  routine  and 
should  be  used  after  barium  enema  studies  in 
only  those  patients  without  bowel  stenosis  or 
weakened  intestinal  walls  such  as  '"^^^^/     ^^^ 
ulcerative  colitis,  vascular,  or  collagen  diseases 
of  the  bowel . 


6531 


DESCRIPTION  OF  A  CONTINUOUS  JiJ.  Vn^O 
PROCEDURE  FOR  STUDYING  THE  MAXIMUM 

LIVER  CLEARANCE  OF  SULFOBROMOPHTHALEIN  IN  MAN. 

(Fr.)   Charbonnier,  A.  (CHU  Chchin  Biol.  Res. 

Lab.,  Paris)  and  P.  Nepveux.  C.   R.    Acad.    Saz. 

[D]    (Paris)   273(3)  :'402-'t05,  1971. 

A  technique  is  described  in  which  BSP  's  inf-^sed 
i  V  at  a  rate  of  15  mg/min  in  normal  subjects 
o^  6  mq/min  in  patients  with  biliary  °bst^-^.on 
during  the  first  hr;  the  rate  of  infusion  is 
reduced  to  1/3-lA  °f  this  value  in  the  second 
hr,  and  is  doubled  during  the  third  hr   Pl^^^^_ 
BSP  levels  are  recorded  cont i nuously  on  an  Auto 
Analyzer.  This  method  makes  it  possible  to 
obtain  real  variations  which  occur  in  plasma 
B   during  the  test  and  to  calculate  precise  y 
the  slopes  of  3  straight  lines  which  are  a  func 
tion  of  the  maximum  hepatic  clearance  of  BSP. 
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6532      CLINICAL  LABORATORY  EVALUATION  OF  THE 

AMERICAN  OPTICAL  Bl L I  RUB  I NOMETER.   (E.) 
Williams,  R.  A.  (US  Naval  Hosp.,  San  Diego,  Calif.), 
L.  L.  Pitts,  II,  J.  L.  Weinerth  and  R.  M. 
Dimmette.  J^   Pediatr.    79(A)  :671-67'i,  1971. 

The  Bil irubinometer  and  the  modified  Evelyn-Ma  Hoy 
diazo  method  for  the  measurement  of  bilirubin 
were  compared  and  evaluated  for  accuracy  with 
respect  to  standards,  for  day-to-day  reproducibility, 
and  for  time  required  to  return  test  results. 
Excellent  correlation  was  observed  between  the 
two  measuring  techniques  down  to  levels  of  3  mg/lOO 
ml  or  less  at  which  point  the  deviations  were 
relatively  large  in  comparison  with  the  quantity 
being  measured.  Under  routine  laboratory  conditions, 
the  Bilirubinometer  was  considerably  more  precise 
than  the  diazo  method  with  less  than  \%   probability 
that  the  difference  in  precision  was  due  to  chance. 
The  Bilirubinometer  showed  consistently  better 
accuracy  and  reproducibility  than  the  diazo  method, 
but  not  at  statistically  significant  levels.  On 
the  average,  Bilirubinometer  results  were  reported 
more  quickly  than  diazo  method  results  (^7  vs. 
106  min.).   Neither  test  was  altered  by  the  pres- 
ence of  up  to  25  mg  met  hemoglobin/ 100  ml. 

6533      ^^'^c-HUMAN  ALBUMIN  MICROSPHERES  (HAM) 

FOR  MEASURING  THE  RATE  OF  GASTRIC 
EMPTYING.   (E.)   Calderon,  M.  (Baylor  Coll.  Med., 
Houston,  Tex.),  R.  E.  Sonnemaker,  T.  Hersh  and 
J.  A.  Burdine.  Radiology    101  (2)  :371-37'4,  I97I. 

Gastric  emptying  rates  were  measured  In  9  normal 
subjects,  and  in  7  duodenal  ulcer,  7  gastric 
ulcer  and  6  gastric  carcinoma  patients  using 
radiopharmaceutical  ^^"iTc-human  albumin  micro- 
spheres (ham).   Gastric  emptying  rates  were 
expressed  as  the  time  necessary  for  25,  50,  and 
75%  of  the  initial  radioactivity  to  leave  the 
stomach.  The  mean  rate  in  each  patient  group 
was  significantly  different,  and  no  overlap 
occurred  in  the  time  required  for  501  gastric 
emptying  for  one  standard  deviation.   The 
configuration  of  the  respective  curves  suggested 
characteristic  patterns  of  emptying.  Quantities 
of  99m-rj,_H/^M  may  be  used  which  are  sufficient  to 
provide  excellent  camera  images  of  the  stomach 
and  intestines  because  of  the  low  target  organ 
and  total  body  radiation  dose.   In  patients  with 
significant  duodenal  overlap,  the  lower  stomach 
was  excluded  from  monitoring,  a  circumstance 
which  could  affect  count  rates  if  an  unequal 
distribution  of  radionuclide  were  present.  Changes 
in  radioactivity  over  the  fundus  and  body  may 
best  reflect  net  transfer  of  gastric  content 
when  these  areas  are  the  most  dependent  portions 
of  the  stomach. 


653'*     A  COMPARATIVE  CLINICAL  STUDY  OF  TWO 

CHOLECYSTOGRAPHIC  AGENTS.   (E.)   Fischer, 
H.  W.  (Wayne  County  Gen.  Hosp.  Eloise,  Mich.), 
F.  E.  Patterson  and  R.  L.  Pitman.  Invest.   Radiol. 
6('«):2A9-25'4,  1971. 


After  an  early  evening  meal,  normal  subjects  (25) 
received  3  g  p.o.  of  either  lobenzamlc  acid  (N- 
(3-amino-2,'»,6-trI iodobenzoyl )-N-phenyl-S-alanine, 
with  an  iodine  content  of  51.5%)    or  iopanoic 
acid  (B(3-amIno-2,4,6-triiodophenyl) ,  with  an 
iodine  content  of  61.4%).   Radiography  was  per- 
formed after  omission  of  breakfast  the  next 
morning.   Urinalysis,  hematologic  and  blood 
chemistry  determinations  were  made  before  inges- 
tion of  contrast  material  and  at  I-3,  7,  30  and 
60  days  after  ingestion.  At  a  later  date  the 
study  was  repeated  with  the  subject  receiving  the 
other  agent.   Both  agents  were  administered  to 
21,  while  k    received  only  Iopanoic  acid.   In  the 
21  receiving  both,  there  was  no  significant 
difference  between  the  2  agents  with  respect  to 
visualization  of  the  gallbladder  or  the  incidence 
of  various  side  effects,  Including  nausea  (none), 
vomiting  (none),  diarrhea,  abdominal  pain, 
urgency  and  dysurla.   Laboratory  parameters  of 
toxicity  were  not  significantly  different  for  the 
2  agents, 

6535      THE  VALUE  OF  RADIOISOTOPE  SCANNING  IN 

THE  INVESTIGATION  OF  SUSPECTED 
CARCINOMA  OF  THE  PANCREAS,   (E„)   Heslip,  P.  G. 
(Dr.  W.  W.  Cross  Cancer  lnst„,  Edmonton,  Alberta, 
Canada)  and  T.  R.  Overton.  Am,   J.   Roentgenol. 
Radium  Ther.   Nual.   Med.    1 12  (4)  :667-677,-  1971. 

Dual  radioisotope  subtraction  techniques  for 
visualization  of  the  pancreas  were  very  useful 
In  evaluating  patients  with  obstructive  jaundice 
or  carcinoma  of  the  pancreas  without  jaundice. 
Scans  were  obtained  from  150  patients  with  final 
diagnosis  available  for  23  patients  who  presented 
with  symptoms  suggesting  pancreatic  malignancy. 
Cases  presumed  to  have  pancreatic  malignancy  but 
without  pathological  corroboration  were  omitted. 
Eight  patients  with  obstructive  jaundice  showed 
generalized  decreased  and  irregular  radioisotope 
uptake  and  were  subsequently  proven  to  have 
carcinoma  of  the  pancreas.   The  scan  was  normal 
in  three  patients  who  proved  to  have  carcinoma 
of  the  biliary  tract  without  involvement  of  the 
pancreas.   Normal  scans  were  found  in  serum 
hepatitis  and  silent  chol edochol I thias I s ;  scans 
were  abnormal  in  patients  with  carcinoma  of  the 
pancreas  without  jaundice.   Chronic  pancreatitis 
shows  an  abnormal  pattern  similar  to  carcinoma 
of  the  pancreas.   Carcinoma,  however,  produces 
more  distortion  of  pancreatic  architecture  and 
more  irregular  distribution  of  radioisotopes. 
Seven  patients  with  extrapancreat ic  disease 
causing  obstructive  jaundice  showed  superior 
pancreas  visualization.   This  was  of  considerable 
diagnostic  Importance  since  it  ruled  out  pan- 
creatic disease  and  Indicated  increased  pan- 
creatic uptake.   Possibly  depressed  hepatic 
metabolism  made  more  Isotope  available  for  pan- 
creatic utilization  or  Increased  blood  supply  to 
the  pancreas  providing  more  radioslotope  to  the 
pancreas.  Only  7.5%  of  hepatic  uptake  of  Se'^s 
was  excreted  in  bile,  so  that  a  reduced  background 
activity  in  the  small  bowel  was  not  present. 
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Altered  pancreatic  metabolism  was  not  related  to 
elevated  bi 1 i  rubin. 


6536      LACTOSE-BARIUM  SMALL  BOWEL  STUDY. 

EFFICACY  AS  A  SCREENING  METHOD.   (E.) 
Thompson,  J.  R.  (Loma  Linda  U.  Dept.  Radiol., 
Calif.)  and  I.  Sanders,  km.    J.   Roentgenol. 
Radium  Ther.   Nual.   Med.    113(2) :255-257,  1971. 

One  hundred  unselected  patients  undergoing  small 
bowel  radiologic  examination  received  50  g  of 
lactose  mixed  with  a  nonf locculat ing  barium  meal. 
Thirty-three  patients  (331)  had  abnormal  findings. 
Of  these,  2  had  rapid  transit  malabsorption  and 
6  had  normal  or  delayed  transit  with  lipodystrophy, 
cirrhosis  (2  cases),  partial  small  bowel  section, 
nephrotic  syndrome,  and  metastatic  ovarian  cyst 
adenocarcinoma.   Eleven  patients  had  a  partial  or 
complete  obstructive  pattern,  5  showed  displaced 
small  bowel  loops,  and  3  had  Crohn's  disease, 
none  of  whom  showed  appreciable  small  bowel 
dilatation,  dilution  of  barium  or  intestinal 
hurry.  Other  diagnoses  were  Meckel's  diverticulum, 
diverticulosis,  right  upper  quadrant  hernia  and 
gastroenteritis.  Thus,  this  method  should  be 
reserved  for  those  patients  showing  clinical 
suspicion  of  lactase  deficiency. 


6537 


ABDOMINAL  COMPRESSION:   A  VALUABLE  AID 
IN  THE  EXAMINATION  OF  THE  ESOPHAGUS. 

(E.)   Riddervold,  H.  0.  (U.  Virginia  Sch.  Med., 

Charlottesville),  D.  L.  Seale  and  T.  E.  Keats. 

Am.   J.  Roentgenol.  Radium  Ther.   Nuol.   Med.    113(2): 

229-232,  1971. 

The  abdominal  compression,  used  when  the  patient 
was  in  the  right  anterior  oblique  position  in 
15-35  degrees  of  Trendelenburg,  slows  the  speed 
of  the  barium  considerably  and  often  gave  an 
advantageous  retrograde  flow.  With  compression, 
dilatation  of  the  normal  esophagus  fell  in  the 
range  of  3.5-3,  5-'*  cm.  Measurements  exceeding 
these  figures  indicated  i ntraesophageal  pressure 
of  long  standing,  as  seen  in  chronic  lesions, 
such  as  achalasia.   Four  cases  in  which  abdominal 
compression  was  useful  in  evaluating  the  condition 
of  the  patient's  esophagus  are  presented. 


6538      FINE-NEEDLE  ASPIRATION  BIOPSY  OF  THE 

LIVER.   APPLICATIONS  IN  CLINICAL 
DIAGNOSIS  AND  INVESTIGATION.   (E.)   Lundquist,  A. 
(U.  Lund  Dept.  Intern.  Med.,  Sweden).  Acta  Med. 
Saand.      Suppl.  520:1-28,  1971. 

In  2611  liver  biopsies  made  with  a  22  gauge  needle 
(external  diameter  0.7  mm),  only  1  case  of  severe 
bleeding  developed  in  a  patient  with  an  intra- 
hepatic hematoma.  A  sufficient  number  of  parenchymal 
cells  were  obtained  for  cytologic  examination  in 
2580  biopsies  (99^).   Fine-needle  biopsies  provided 
less  information  than  conventional  Menghini  needle 
biopsies,  but  a  correct  diagnosis  was  established 
in  most  of  20  patients  with  severe  hepatitis  and 


20  patients  with  cirrhosis.  Liver  cancer  was 
diagnosed  correctly  by  this  method  in  57  of  74 
patients;  15  false  negative  diagnoses  were  made. 
A  specific  diagnosis  of  primary  hepatoma  was 
made  in  5  of  10  patients,  a  carcinoid  tumor  in  1 
patient,  and  a  metastasis  from  a  malignant 
melanoma  in  1  patient.  The  results  of  cyto- 
chemical  determinations  of  iron  in  59  patients 
with  alcoholism  and  porphyria  cutanea  tarda  and 
of  triglycerides,  phospholipids,  and  free  and 
esterified  cholesterol  in  patients  with  fatty 
liver,  alcoholism,  psoriasis,  porphyria  cutanea 
tarda,  and  diabetes  agreed  well  with  the  results 
of  chemical  determinations.   Fine-needle  biopsies 
were  used  in  conjunction  with  mi crochemical 
methods  to  follow  changes  in  hepatic  lipids  in  3 
normal  volunteers  after  ingestion  of  2.7-3  g/kg 
of  ethanol.  The  molar  ratio  of  triglycerides  to 
phospholipids  reached  a  maximum  after  lU   hr  and 
normalized  after  48  hr.   Normal  ranges  for 
phosphorylase,  amylo-1 ,6-gl ucosidase,  glucose-6- 
phosphatase,  a-gl ucos Idase,  6-gl ucos idase,  N- 
acetyl-6-glucosaminidase,  S-gl ucuronidase,  acid 
phosphatase,  and  a-mannos idase  activities  were 
established  in  liver  biopsies  obtained  from  adult 
volunteers  with  the  fine-needle  technique.   On 
the  basis  of  liver  enzyme  deficiencies,  type  I 
glycogen  storage  disease  was  diagnosed  in  1 
child,  type  |||  in  1  child,  type  IV  in  2  children, 
and  Hurler's  syndrome  in  3  children. 

6539      COMPARISON  OF  HISTOCHEMICAL  AND  BIO- 
CHEMICAL IRON  DETERMINATIONS  IN  HUMAN 
LIVER  TISSUE.   (Ger.)   HUtteroth,  T.  (U.  Marburg 
Med«  Clin.,  Germany),  G.  Korb  and  G.  Strohmeyer. 
Klin.    Woahensohr.   A9(19) :  107'*-1077,  1971. 

By  means  of  the  color  reaction  between  iron  and 
o-phenanthroline,  determinations  were  made^of 
the  total  iron,  ferritin,  and  hemosiderin  in  the 
livers  of  61  autopsied  patients.  These  results 
were  compared  with  the  results  of  iron  determina- 
tions made  by  staining  with  Prussian  blue  and 
Turnbull  blue.  With  the  Prussian  blue  reaction 
iron  was  found  in  the  liver  parenchyma  of  23  of 
61  patients  and  with  the  Turnbull  reaction  in 
only  12  of  61  patients.   In  the  Kupffer  cells 
iron  was  detected  by  the  Prussian  blue  reaction 
in  18  of  61  patients  and  by  the  Turnbull  blue 
reaction  in  12  of  61  patients.  A  significant 
correlation  was  found  between  results  obtained 
with  the  chemical  method  and  those  obtained  by 
the  histochemical  methods.   Results  from  the 
histochemical  determination  of  total  iron 
correlated  best  with  the  hemosiderin  content  of 
the  liver  tissue  and,  to  a  lesser  extent,  with 
the  total  iron  content.   A  poorer  correlation 
was  found  between  the  hi stochemical ly  determined 
Kupffer  cell  iron  content  and  the  chemically 
determined  liver  iron  content. 


65itO      RELIABILITY  OF  LIVER  SCANNING  WITH 

l^S/vu.   (E.)   Nordman,  E.  (Univ.  Cent. 
Hosp.,  Helsinki).  Strahlentherapie    l4l(6): 
677-681,  1971. 
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The  reliability  of  isotope  scanning  method  using 

^Au  in  the  diagnosis  of  liver  metastases  was 
assessed  in  336  patients  with  tumors  by  comparing 
it  with  the  histologic  findings,  alkaline  phos- 
phatase, palpatory  findings,  and  patients'  survival 
time.   Of  kO   patients  whose  liver  had  been 
examined  histologically  in  connection  with  laparo- 
tomy or  autopsy,  82^  of  the  28  positive  liver 
scannings  were  verifiable  and  were  false  positive 
in  5  (181)  cases.   Palpation  was  positive  in  6k% 
and  negative  in  29%  when  scanning  was  positive. 
Half  of  the  cases  (6/12)  of  negative  scanning  for 
which  a  histologic  diagnosis  was  made  were  false- 
negative.   In  this  same  group,  according  to 
histologic  findings,  alkaline  phosphatase  was 
positive  in  90^  of  the  metastatic  livers,  scanning 
in  79%  and  palpatory  finding  in  66%.   False- 
positives  were  also  numerous  for  both  scanning 
and  alkaline  phosphatase  tests.   In  the  second 
group  of  296  scannings  without  histologic  verifica- 
tion, 129  showed  positive  liver  scans  and  elevated 
alkaline  phosphatase  in  60%.   Survival  time  was 
less  than  a  year  in  7'tl,  and  palpatory  findings 
corroborated  the  scanning  in  57%.   Of  1 67  negative 
scannings,  58%  showed  normal  alkaline  phosphatases 
and  42%  were  elevated.   Eighty-two  percent  of 
the  latter  group  died  within  one  year.   Therefore 
a  positive  liver  scan  seems  to  be  a  fairly  reliable 
indication  of  liver  metastases,  especially  when 
the  alkaline  phosphatase  level  is  determined 
concurrently. 


6541      USE  OF  UNABSORBED  RADIOACTIVE  MARKER 
SUBSTANCES  IN  A  RE-ASSESSMENT  OF  THE 
RADIO-ACTIVE  TRIOLEIN  TEST  OF  FAT  ABSORPTION.   (E.) 
Ditchburn,  R.  K.  (Gen.  Infirm.,  Leeds,  England), 
A.  H.  Smith  and  C.  J.  Hayter.  J.    Clin.    Pathol.' 
2't(6):506-51'),  1971. 

Of  83  patients  in  whom  fecal  collection  was 
attempted  and  a  radioactive  marker  was  given,  kO 
received  ^^Cr-chromium  sesquioxide  and  kl   had 
^Sc-scandium  chloride.   The  excretion  rates  of 
the  2  marker  substances  were  identical.  Collections 
giving  recovery  values  of  more  than  90%,  taken 
as  complete  collections,  were  seen  in  48%  of  the 
patients.   Of  33  patients  who  received  both  marker 
and  ^^M-triolein,  15  were  normal  and  18  had 
gastrointestinal  disorders.  Theupper  limit  of 
normal  range  was  taken  as  6.8  g/day,  as  determined 
by  one  chemical  method  (fat  A),  or  9.2  g/day  as 
determined  by  another  method  (fat  B)  and  2.5%  of 
administered  dose  for  ^ ^1 | _t ^ iol ein.   In  abnormal 
cases  there  was  a  good  correlation  between  the 
triolein  method  and  the  fat  A  method  and  also 
between  the  triolein  method  and  the  fat  B  method. 
The    l-triolein  excretion  test  was  as  accurate 
as  the  direct  fecal  fat  measurement  in  distinguishing 
normal  from  abnormal  and  in  discriminating 
degrees  of  abnormality.   Previous  criticism  of 
the  test  may  have  been  due  to  incomplete  fecal 
collecting,  causing  false  results. 

6542      RADIOGRAPHIC  DETECTION  OF  INTESTINAL 

OBSTRUCTION  FROM  A  DISTENDED  KASLOW  TUBE. 


I.E.)   Carlson,  D.  H.  (Hartford  Hosp.,  Conn.)  and 
W.  P.  Slover.  J.    Can.   Assoc.   Radiol.    22(1): 
30-32,  1971. 


6543      SPONTANEOUS  PRIMARY  PERIRENAL  HEMATOMA, 

OR  WUNDERLICH  COENEN  DISEASE:   A  RARE 
CAUSE  OF  ACUTE  ABDOMEN.   (Rum.)   lonescu,  A. 
(1st  Hosp.,  Botosani,  Rumania),  I.  C.  Buhociu, 
V.  Moisa  and  P.  Radauceanu.  Rev.   Med.    Chir.    lasi 
75(0:237-240,  1971. 


6544      PITFALLS  IN  THE  DIAGNOSIS  OF  INTESTINAL 

OBSTRUCTION  IN  THE  NEWBORN.   (E.) 
Atwell,  J.  D.  (Child.  Hosp„,  Southampton, 
England).  Proa.   R.    Soa.   Med.    64(4) : 374-377 
1971. 


6545      ANATOMIC  VARIANTS  DISCOVERED  DURING 

CELIAC  AND  SUPERIOR  MESENTERIC 
ARTERIOGRAPHY.   (Fr.)   Kamoun,  A.  (H.  Thameur 
Hosp.,  Tunis,  Tunisia),  K.  Tochev  and  G. 
Toubiana.  Tunis.   Med.    48  (3) : 1 77-185,  1970. 


6546      USE  OF  HIGH  SENSITIVITY  X-RAY  FILM  IN 

UPPER  GASTROINTESTINAL  TRACT  EXAMINATIONS. 
(Jap.)   Murakami,  K.  (Univ.  Hosp.,  Kyushu,  Japan). 

Nippon  Igaku  Hoshasen  Gakkai  Zasshi    (Nippon  Acta 
Radiol.)   30(2):116-1I9,  1970. 


6547      ANGIOGRAPHIC  DIAGNOSIS  OF  CONSTRICTIONS 
OF  THE  VISCERAL  ARTERIAL  TRUNKS.   (Rus.) 
Shalkov,  I.  L.,  A.  M.  Levendiuk  and  G,  A. 
Klimenko.  Vestn.   Rentgenol.   Radiol.    46(2):55-59 
1971. 


6548      X-RAY  CONTRASTING  OF  THE  PORTAL  SYSTEM 

VEINS  IN  DIAGNOSIS  OF  DISEASES  OF  THE 
UPPER  ABDOMINAL  ORGANS.  (Rus.)  Akmalov,  M.  K. 
Vestn.   Khir.    106(3) : 18-22,  I97I. 


6549      THE  DIAGNOSTIC  VALUE  OF  SELECTIVE 
TRANSFEMORAL  ANGIOGRAPHY  IN  ACUTE 
GASTROINTESTINAL  HEMORRHAGES  OF  OBSCURE  ORIGIN. 
(Rus.)   Shekhter,  I.  A.,  S.  I.  Babichev  and  N.  T. 
Medvedeva.  Vestn.    Khir.    IO6 (3) : 1 4-1 8,  1971, 


6550      ELECTROSPLANCHNOGRAPHY  (ESG).   ITS 

APPLICATION  TO  DISEASES  OF  THE  DIGESTIVE 
TRACT  IN  MAN.   (Fr.)   Martin,  A.  (Psychiatr. 
Hosp.,  Tours,  France),  J.  Moline,  J.  Thouvenot 
and  J.  M.  Masson.  Therapeutique   47(2) : 145-146. 
1971. 


6551      PERCUTANEOUS  TRANSHEPATIC  CHOLANGIOGRAPHY. 

EXPERIENCE  WITH  1 06  EXAMINATIONS. 
(E.)   Herba,  M.  J.  (Montreal  Gen.  Hosp.,  Montreal, 
Canada)  and  J.  Kiss.  J,    Can,   Assoc.   Radiol. 
22(0:22-29,  1971. 
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6552      THE  SIGNIFICANCE  OF  THE  COMPARTMENT 

TRANSPORT  RATE  CONSTANTS  OF  ROSE  BENGAL 
METABOLISM  AND  OF  SCINTIGRAPHY  IN  FUNCTION  TESTS 
OF  THE  HEPATOBILIARY  SYSTEM.   (GerJ   Varl ,  B. 
(U.  Ljubljana  Med.  Clin.,  Yugoslavia)  and  M. 
Hribar.  Radiohiol.   Radiother.    (Berl.)    12(1): 
79-86,  1971. 


6553 

Hosp. , 
Yonke. 


PERCUTANEOUS  CHOLANGIOGRAPHY:   A  PRECISE 
ANSWER.   (E.)   Foster,  R.  P.  (Baptist 
Alexandria,  La.),  J.  S.  Rozier  and  B  P. 
J.   La.   State  Med.   Soc.    123(1) :5-8,  1971. 


655/»      PERCUTANEOUS  TRANSHEPATIC  CHOLANGIO- 
GRAPHY.  (E.)   Venkataraman,  M.  S. 
(Govt.  Gen.  Hosp.,  Madras,  India)  and  M.  G. 
Varadarajan.  Msdiscope   13(10:553-560,  1971. 

6555  COUNTERELECTROPHORESIS  FOR  DETECTION 
OF  HEPATITIS-ASSOCIATED  ANTIGEN: 

METHODOLOGY  AND  COMPARISON  WITH  GEL-DIFFUSION  AND 
COMPLEMENT-FIXATION.   (E.)   Alter,  H.  J.  (NIH, 
Bethesda,  Md.),  P.  V.  Holland  and  R.  H.  Purcell. 
J.   Lab.   Clin.   Med.    77(6) : 1000-1010,  1971. 

6556  RING  PRECIPITATION  TEST  WITH  THE  URINE 
IN  THE  DIAGNOSIS  OF  VIRAL  HEPATITIS. 

(Rus.)   Kologorov,  A.  I.  Zh.  Mikrobiol.  Epidzol. 
Immnohiol.   i+BC*) :  100-1 02,  1971. 


6557      THE  USEFULNESS  OF  SELECTIVE  ANGIOGRAPHY 
OF  THE  CELIAC  AXIS  AND/OR  THE  SUPERIOR 
MESENTERIC  ARTERY  IN  THE  DIAGNOSIS  OF  HEPATIC, 
PANCREATIC  AND  SPLENIC  DISEASES.   (Fr.)   Fontaine, 
R   J  L.  Fontaine  and  J.  Tongio.  Rev.   Brae, 
c'ardiovaeo.   6(3)  :2l3-238,  1970. 


6559 

Chertsey, 
1971. 


THE  TECHNIQUE  OF  PERITONEOSCOPY.   (E.) 
McBrien,  M.  P.  (St.  Peter's  Hosp., 
England).  Br.   J.    Surg.    58(6)  :'»33-'»36, 


6560  RADIOACTIVE  SELENOMETHIONINE  LIVER 
SCAN  IN  THE  DIAGNOSIS  OF  CARCINOMA  OF 

THE  LIVER.   (Fr.)   Carol i ,  J.  (St.  Antoine  Hosp., 
Paris),  G.  Milhaud  and  J.  E.  De  Saint  Laurent. 

Ann.  Med.  Interne   (Paris)    122(6-7)  :7'*7-75'»,  1971. 

6561  EVALUATION  OF  LIVER  SCINTIGRAMS  USING 
^S^iTc  SULFUR  COLLOID  FOR  THE  DIAGNOSIS 

OF  LIVER  DISEASES.   (Jap.)   Iwasaki ,  H.,  S.  Shibata, 
Y.  Mito  and  Y.  Kasai.  Jap.   J.  Nual.  Med.,   8(1): 
12-20,  1971. 

6562      POSITION  AND  INCIDENCE  ANGLE  AS 

FUNDAMENTAL  FACTORS  INFLUENCING  RADIO- 
LOGICAL MORPHOLOGY  OF  THE  STOMACH.   (Sp.) 
Cros  Campillo,  T.  (Francisco  Franco  City  Sanltar., 
Madrid).  Hosp.   Gen.    (Madr.)    ll(l):27-56,  1971. 


6563 


THE  DIFFERENTIAL  DIAGNOSIS  OF  DISEASES 

OF  THE  ESOPHAGUS  AND  CARDIA.  (Rus.) 

Loginov,  A.  S.,  L.  K.  Sokolov  and  V.  S.  Pomelov. 

Khirurgiia  (Moak.)   i»7(3)  :26-30,  1971, 


6564 


DOUBLE  CONTRAST  BARIUM  ENEMA.  TECHNIQUE. 

(Fr.)   Hamelin,  L.  (U.  Montreal  Dept. 
Radiol.,  Canada)  and  M.  Hurtubise.  Union  Med. 
Can.    100(8): 1572-1580,  1971. 


6565 


ANGIOSCANNING  IN  THE  DIAGNOSIS  OF 
PANCREATIC  DISEASES.   (Rus.)   Zubovskil, 

G  A   L.  S,  Rozenshtraukh  and  E.  V.  Krivenko. 

s'ov.  Med.   3M'»):39-'t3,  1971. 


6558      ISOENZYMES  OF  LACTIC  DEHYDROGENASE  IN 
THE  DIAGNOSIS  OF  SECONDARY  TUMORS  OF 
THE  LIVER.   (Fr.)   Plomteux,  G.  (Lab.  Med.  Chem., 
Liege,  Belgium)  and  J.  Toulet.  Rev.   Med.    Ch^r. 
Mat.   Foie   '»6(2)  :75-80,  1971. 


6566 


DUAL  RADIOISOTOPE  TECHNIQUES  AND 
DIGITAL  IMAGE  SUBTRACTION  METHODS  IN 

PANCREAS  VISUALIZATION.   (E.)   Overton  T.  R. 

(Univ.  Alberta,  Edmonton,  Canada),  P.  G.  Hesiip, 

P  A.  Barrow  and  J.  Jellnek.  J.   Nual.  Med. 

12(7):493-'»98,  1971. 
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6567      SEVERE  PEPTIC  ESOPHAGITIS  IN  A  PATIENT 
WITH  ZOLLINGER-ELLISON  SYNDROME.   (E.) 
Dodds,  W.  J.  (Med.  Col).  Wisconsin,  Milwaukee), 
T.  G.  Dehn,  W.  J.  Hogan,  L.  W.  Worman  and  S.  D. 
Wilson.  Am^    J.   Roentgenol.   Radium  Ther.    Nual. 
Med.    113(2):237-2A0,  I97I. 

A  66-yr-o1d  man  with  a  duodenal  ulcer  was  operated 
on  for  massive  upper  gastrointestinal  bleeding. 
At  operation  a  501  gastric  resection  was  per- 
formed as  well  as  a  Billroth  II  anastomosis  and 
vagotomy.  Postoperatively,  the  patient  developed 
esophageal  symptoms  consisting  of  dysphagia  and 
heartburn.  Esophagograms  showed  severe  esophageal 
narrowing  extending  to  the  level  of  the  aortic 
arch  as  well  as  a  large  anastomotic  ulcer  associated 
with  partial  gastric  outlet  obstruction.  Gastric 
pouch  resection  and  gastrostomy  did  not  reduce 
the  dysphagia  and  epigastric  pain.  Additional 
clinical  findings  included  blood  urea  nitrogen 
value  of  29,  a  l6-cm  esophageal  stricture,  extending 
from  the  gastric  cardia  to  the  aortic  arch;  and 
elevated  serum  gastrin  all  of  which  substantiated 
a  diagnosis  of  Zol 1 inger-El 1 ison  syndrome.  A 
total  gastrectomy  and  2/3  esophagectectomy  were 
performed  and  the  resected  esophagus  showed 
pronounced  wall  thickening,  granulation  tissue 
covering  an  ulcerated  luminal  surface,  fibrosis 
and  acute  and  chronic  inflammation.  The  patient 
developed  tubular  necrosis  and  died  following 
surgery.  Autopsy  showed  a  metastatic  islet-cell 
tumor  In  the  perlpancreat Ic  lymph  nodes.   Reflux 
of  copious  amounts  of  gastric  Juice  into  the 
esophagus  as  well  as  factors  associated  with 
gastric  surgery  seemed  to  account  for  the  unusual 
but  severe  esophagitis  seen  in  this  patient. 

6568      SAFETY  AND  EFFECTIVENESS  OF  THE  MODIFIED 

SENGSTAKEN-BLAKEMORE  TUBE:  A  PROSPECTIVE 
STUDY.   (E.)  Pitcher,  J.  L.  (William  Beaumont 
Gen.  Hosp.,  El  Paso,  Tex.).  Gaeiroenterotoqu 
6l(3):291-298,  I97I.  ^ 

The  safety  and  effectiveness  of  the  Boyce-modlf led 
Sengstaken-Blakemore  (SB)  tube  in  the  management 
of  hemorrhage  from  esophageal  varices  was  studied 
In  50  consecutive  patients  in  US  Army  General 
Hospitals  In  whom  a  specific  protocol  for  patient 
Selection  and  care,  and  SB  tube  usage  was  followed. 
Primary  control  of  varlceal  bleeding  was  accom- 
plished with  the  first  tamponade  in  h(,   patients 
(92%),  and  in  5  of  8  (62.51)  who  bled  again  after 
the  first  attempt  at  tube  deflation  but  before 
tube  removal;  thus,  in  7  patients  (12%)  attempts 
to  control  the  bleeding  by  tamponade  failed.  No 
complications  directly  attributable  to  the 
•yo^Jfied  SB  tube  were  recorded  In  k2   patients 
t   e.t\    ^"^  "°   '"^-'°''  =o"iP' 'cations  occurred  in  kB 
(96%).  The  two  major  complications  which  occurred 
were  aspiration  of  blood-gastric  contents  in  one 
case,  and  esophageal  mucosal  laceration  In  the 
other.  Thirty-two  {6kZ)    of  the  patients  survived 
their  bleeding  episodes  and  left  the  hospital. 


There  were  18  fatalities  including  12  patients  with 
severe  liver  failure.  When  used  under  the 
conditions  of  this  study,  the  modified  SB  tube 
seems  to  be  safe  and  effective  for  the  emergency 
control  of  variceal  bleeding. 

6569      UPPER  GASTROINTESTINAL  BLEEDING  AMONG 

NAVAJO  INDIANS.  (E.)  Muggia,  A.  L. 
(U.  New  Mexico  Sch.  Med.,  Albuquerque).  Roakv 
Mt.   Med.   J.    68(9): 29-32,  I971. 

The  records  of  50  patients  (mostly  In  their 
twenties  and  thirties)  admitted  with  upper 
gastrointestinal  bleeding  to  the  Gallup  Indian 
Medical  Center  during  a  one-yr  period  were 
reviewed.  Esophageal  bleeding  was  found  in  27 
(S'tl)  of  these  patients,  while  gastric  bleeding 
was  encountered  in  22  (kh%) ,    the  other  patient 
having  hemorrhage  from  a  duodenal  ulcer.  Of  the 
patients  with  gastric  bleeding,  10  had  ulcers, 
8  had  hemorrhagic  gastritis,  confirmed  gastroscopl- 
cally,  and  ^t  had  clinically  diagnosed  hemorrhagic 
gastritis.  Esophageal  varices  were  seen  by 
esophagoscopy  in  19  patients;  1  patient  had  an 
esophageal  ulcer  and  7  had  esophagitis  or 
Mai  lory-Weiss  syndromeo  Only  7  of  the  patients 
In  this  series  gave  no  history  of  alcoholism. 
In  these  patients,  endoscopy  proved  to  be  an 
Important  tool  In  the  determination  of  the 
etiology  of  the  upper  gastrointestinal  bleeding. 
Therapeutic  trials  with  the  Blakemore  tube  seem 
warranted  when  endoscopic  equipment  is  not 
available  in  this  population. 


6570      SPONTANEOUS  RUPTURE  OF  THE  ESOPHAGUS: 
BOERHAAVE'S  SYNDROME.   (E.)   Bolookl, 
H.  (U.  Miami  Sch.  Med.,  Fla.),  I.  Anderson,  C. 
GarcIa-RIvera  and  J.  R,  Jude.  Ann.   Sura, 
17A(2):319-32A,  1971. 

A  method  of  management  of  postemetic  esophageal 
rupture  (Boerhaave's  syndrome)  based  on  experiences 
with  6  patients  (all  of  whom  survived)  was 
reported.   Important  diagnostic  characteristics 
were  mediastinal  emphysema  and  possible  cervical 
s.c.  emphysema.  Diagnosis  was  confirmed  by 
Gastrografin  esophagograms  taken  in  the  lateral 
decubitus  position.  Boerhaave's  syndrome  must 
be  differentiated  from  Mai  lory-Weiss  syndrome 
since  the  former  requires  immediate  surgical 
Intervention  while  the  latter  may  be  treated 
conservatively.  Careful  postoperative  fluid  and 
volume  replacement,  meticulous  repair  of  the 
mucosal  and  muscular  layers  of  the  esophagus  and 
adequate  drainage  of  the  thoracic  cavity  and 
mediastinum  were  the  main  safeguards  against 
undue  morbidity  and  mortality  in  early  and  in 
delayed  cases.  With  regard  to  fluid  replacement, 
persistence  of  tachycardia  and  elevated  tempera- 
ture were  guides  to  the  amount  of  fluids 
administered. 
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6571      THE  PATHOLOGY  OF  EXPERIMENTAL  INJURY 

TO  THE  CAT  ESOPHAGUS  BY  LIQUID  CHLORINE 
BLEACH.   (E.)   Weeks,  R.  S.  (Naval  Hosp.,  San 
Diego,  Calif.)  and  M.  M.  Ravitch.  Laryngosaope 
8l(9):1532-15'tl,  1971. 

The  effect  of  liquid  chlorine  bleach  placed  in 
the  esophagus  of  37  ca'ts  for  3-10  minutes  was 
determined  by  esophagoscopic  observations  made 
from  10  min  to  30  days  after  the  removal  of  the 
irritant.   All  animals  showed  evidence  of  damage 
to  the  mucosa  and/or  deeper  layers.  The  pattern 
of  injury  seemed  to  progress  from  superficial 
mucosal  ulceration  with  edema  in  the  submucosa 
and  muscular  layer  to  necrosis  with  formation  of 
granulation  tissue  and,  finally,  progression  of 
fibroplasia  and  stricture  formation.   Granulation 
tissue  was  well  advanced  by  the  seventh  day  and 
by  day  1^4  the  formation  of  bundles  of  fibrous 
connective  tissue  was  usually  underway.  The 
lesions  were  similar  in  appearance  to  those  which 
are  seen  after  the  exposure  of  esophagi  of  dogs 
and  cats  to  concentrated  NaOH  solutions.  The 
mechanism  of  injury  from  the  undiluted  liquid 
chlorine  bleach  seems  to  be  primarily  oxidation 
of  proteins. 


J.  Alba  Losada  and  A.  Vilarino.  Bol.    Soa.    Vasao- 
Navarra  Pediatr.    5(18) :187-191 ,  1970. 


6579      INTRATHORACIC  GASTRIC  VOLVULUS  IN 

HIATAL  HERNIAS.   6  CASES.   (Fr.) 
Viard,  H.  (Bocage  Hosp.,  France),  C.  Klepping 
and  J.  Bouhey.  Lyon  Chir.    67(0:30-3^,  1971. 


6580      PULMONARY  COMPLICATIONS  OF  ESOPHAGEAL 

ABNORMALITIES.   (E.)   Cohen,  S. 
(Pollak  Hosp.  Chest  Dis.,  Jersey  City,  N.  J.)  and 
A.  D.  Recano,  Jr.  J.   Med.   Soo.   NJ   68 (6) :503-508, 
1971. 


658I      CARCINOMA  OF  THE  ESOPHAGUS.   DIAGNOSIS 

AND  TREATMENT.   (E.)   Ansari ,  A,  (VA 
Hosp.,  Minneapolis,  Minn.).  Geriatrics   26(5): 

98-1  o'l,  1971. 


6582      PALLIATIVE  RESECTION  IN  CARCINOMA  OF 

THE  ESOPHAGUS  AND  CARDIA.   (Ger.) 
Jenny,  M.  (Univ.  Surg.  Clin.,  Zurich,  Switzerland), 
Hetv.   Chir.  Acta   38(3) : 241 -2't't,  1971. 


6572      GASTROPULMONARY  FISTULA  AS  AN  UNUSUAL 

LATE  COMPLICATION  OF  HIATAL  HERNIA. 
(Ger.)   Trojan,  I.  (Med.  U.,  1st  Surg.  Clin., 
Szeged,  Hungary),  J.  Imre  and  F.  Kulka.  Thoraxahir. 
Vask.   Chir.    19(2) :  1  52- IS'*,  1971. 


6583      TRAUMATIC  SLIPPED  HIATUS  HERNIA.   (Ger. 

Konrad,  R.  M.  (Univ.  Surg.  Clin., 
Dusseldorf,  Germany),  H.  Hohmann  and  S.  Tarbiat. 
Munah.    Med.    Woahensahr.    1 1 3(9) : 302-309,  1971. 


6573      NEONATAL  DYSPHAGIA.   60  CASES.   (Fr.) 

Grislain,  J.  R.,  R.  Mainard  and  P. 
De  Berranger.  Quest  Med.    24 (8)  :793-79'»,  1971. 


6584      THE  PREVENTION  OF  GASTRIC  REFLUX  AFTER 

ESOPHAGOPLASTY.   (Rus.)  -Vitebski,  I.  D. 
Khirurgiia    (Moak.)    '(7(3) : 20-23,  1971. 


6574      LEIOMYOMA  OF  THE  ESOPHAGUS.   (E.) 

Thomas,  T.  V.  (U.  Kansas  Sch.  Med., 
Kansas  City).  Postgrad.   Med.    49(6) : 53-54,  1971, 


6575  RADIOLOGIC  CHANGES  IN  THE  AREA  OF  THE 
CARDIA  AFTER  OPERATIONS  FOR  HIATUS 

HERNIA.   (Rus.)  Makarov,  A.  A.  and  I.  S.  Budilin, 
Vestn.  Rentgenol.   Radiol.    46(3): 17-21,  197K 

6576  RADIOLOGIC  EVALUATION  OF  THE  FUNCTION 
OF  A  RETROSTERNAL  ARTIFICIAL  ESOPHAGUS 

CONSTRUCTED  OF  LARGE  INTESTINE.   (Rus.)   Grigorian, 
G.  0.  and  A.  G.  Vinnichenko.  Vestn.    Rentgenol. 
Radiol.   46(3): 13-17,  1971. 


6577  X-RAY  IMAGE  OF  THE  TERMINAL  ESOPHAGUS 
AFTER  SURGERY.   (Ger.)   Krc,  C. 

(Palacky  U.  Med.  Sch.,  Olmutz,  Czechoslovakia), 
J.  Doubravsky  and  J.  Kralik.  Radiologe    11(3): 
89-103,  1971. 

6578  HUGE  HIATAL  HERNIA.   (Sp.)   Monereo,  J. 
(La  Paz  City  Sanitar.,  Madrid), 


6585  THE  PATHOGENESIS  AND  PREVENTION  OF 
EARLY  DISORDERS  IN  THE  CIRCULATION  IN 

ESOPHAGEAL  TRANSPLANTS.   (Rus.)   Toschakov,  R.  A. 
and  A.  P.  Krendal.  Khirurgiia    (Mask.)    47(3): 
15-20,  1971. 

6586  RECONSTRUCTIVE  OPERATIONS  ON  THE 
ESOPHAGUS.   (Rus.)   Shallmov,  A.  A. 

and  A.  G.  Vinnichenko.  Khirurgiia   (Mask.) 
47(3):10-14,  1971. 


6587      DISEASES  OF  THE  OPERATED  ESOPHAGUS. 

(Rus.)   Petrovski,  B.  V.,  E.  N. 
Vantsian  and  N.  0.  Nikolaev.  Khirurgiia    (Mosk.) 
47(3):4-10,  1971. 


6588      AN  UNUSUAL  COMPLICATION  OF  CHRONIC 

DIAPHRAGMATIC  HERNIA  IN  AN  ADULT 
PATIENT.   (E.)   Fromm,  S.  H.  (Wayne  State  U. 
Sch.  Med.,  Detroit,  Mich.)  and  CE.  Lucas   J. 
Thorao.   Cardiovasa.   Surg.    61 (4) :654-656,  19/'. 
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6589      OESOPHAGEAL  MANOMETRIC  STUDIES  OF 

DYSPHAGIA  IN  VERNET'S  SYNDROME.   (E.) 
Serebro,  H.  A.  (U.  Wi twatersrand,  Johannesburg, 
South  Africa),  C.  J.  Mieny,  A.  Webster  and  H. 
Jackson.  Br.   J.    Surg.    58(6) : 46 1-463,  1971. 


6590      VOMITING  IN  THE  NEWBORN.   THE  IMPORTANCE 

OF  ADDITIONAL  ET lOPATHOGEN IC  FACTORS. 
(Fr.)   Roviralta,  E.  (Platon  XXI  Inst.  Polyclin., 
Barcelona,  Spain).  Ann.   Pediatr.   47(21 ) :399-407, 
1971. 


6591      TORTICOLLIS  ASSOCIATED  WITH  HIATUS 
HERNIA  (SANDIFER'S  SYNDROME).   (E.) 
O'Donnell,  J.  J.  (Yale  U.  Sch.  Med.,  New  Haven, 
Conn.)  and  R.  0.  Howard.  Am.   J.    Ophthalmol. 
7I(5):1134-1137,  1971. 


6592      HEMORRHAGE  FROM  HIATUS  HERNIA.   A 

COMPLICATION  OF  ANESTHESIA.   (Ger.) 
Kartagener,  M.  (Borsenstr.  18,  Zurich,  Switzerland), 
Sahweiz.   Med.    Woohensahr.    1 01 (1 2) : 427-428,  1971. 


6593      MALLORY-WEISS  SYNDROME.   (Rus.) 

Sinkevich,  V.  P.  and  V.  T.  Ishchenko. 
KUn.   Khir.    51(4):78-80,  I971. 


6594      TREATMENT  OF  ASP  I  RATIONAL  PNEUMONIA  IN 

THE  COURSE  OF  PREOPERATIVE  CARE  OF  NEW- 
BORN INFANTS  WITH  ESOPHAGEAL  ATRESIA.   (Rus.) 
Danilenko,  M. ,  D.  E.  Babliak  and  L.  S.  Kal i novska ia. 
KUn.    Khir.    51  (4):19-21,  I97I. 


6595      CARDIAC  AND  RESPIRATORY  MANIFESTATIONS 

OF  DIGESTIVE  TRACT  DISORDERS.   (Fr.) 
Renault,  M.  G.  J.   Med.    Chir.    Prat.    142(12): 
445-452,  1971. 


6596      TREATMENT  OF  INSTRUMENTAL  PERFORATIONS 
OF  THE  ESOPHAGUS.   (Fr.)   Charachon,  R. 
C.  Junien  Lavillauroy  and  C.  Contamin.  J.    Fr. 
Otorhinolaryngol.    20(4) : 597-605,  1971. 


6597      EMERGENCY  PORTACAVAL  SHUNT  FOR  HEMORRHAGE 
FROM  THE  ALIMENTARY  TRACT  DUE  TO 


ESOPHAGEAL  VARICES:   CURE.   (Fr.)   Mallard,  G., 
C.  Chabert  and  G.  Chabin.  Grenoble  Med.    Chir. 
9(2):83-88,  1971. 


6598      CICATRICIAL  STENOSES  OF  THE  ESOPHAGUS. 
(Fr.)   Di llenschneider,  E.  France  Med. 
34(2):17-23,  1971. 


6599      THE  PROBLEMS  OF  HEMORRHAGES  FROM 

ESOPHAGEAL  VARICES.   (Ger.)   Swe,  W. 
(Humboldt  U.  Dept.  Hepatol.,  Berlin),  K.  Wagner 
and  G.  Schneider.  Dtsah^    Gesundheitsw.    26(13): 
583-586,  1971. 


6600      DIAPHRAGMATIC  HERNIA  AND  DIAPHRAGMATIC 

EVENTRATION  IN  INFANCY.   (Ger.) 
Oberniedermayr,  A.  (U.  Munich,  Pediatr.  Clin., 
Germany).  Chir.    Praxis    15(l):95-98,  1971. 


6601      RADIOLOGIC  FEATURES  OF  THE  ESOPHAGUS. 

Mo   (Fr.)   Bernaille,  C.  and  J.  C. 
Reysseguier.  Feuillets  Eleotroradiol .    11(61): 
27-48,  1971. 


6602      THE  IMPORTANCE  OF  pH  MEASUREMENT  OF  THE 

ESOPHAGUS  IN  THE  DIAGNOSIS  OF  GASTRO- 
ESOPHAGEAL REFLUX.   (Rus.)   Ezerietis,  E.  T. , 
V.  V.  Utkin,  S.  A.  Berzin  and  I.  I.  Leia. 
Khirurgiia    (Mask.)    47(3): 23-26,  I97I. 


6603 


A.  N. 


6604 


DIAGNOSTIC  DILEMMAS.   II.   MEGAOESOPHAGUS 
IN  AN  OCTOGENARIAN.   (E.)   Clark, 
G.  Mod.    Geriatr.    1 (2) : I6I-I63,  I97I. 


VALUE  OF  X-RAY  EXAMINATION  OF  THE 
ESOPHAGUS  IN  OUTPATIENT  PRACTICE. 
TECHNIQUE  AND  EVALUATION  OF  ESOPHAGEAL  RADIOLOGY. 
(Ger.)   Bopp,  J.  (Local  Gen.  Hosp.,  Bielefeld, 
Germany).  Med.    Welt   22 (21 ) :069-873 ,  I97I. 


6605      RADIOLOGIC  STUDY  OF  ESOPHAGEAL 

DYSKINESIAS.   (Fr.)   Bourjat,  P. 
Franae  Med.    34(2):9-15,  I971. 


See  also  numbers:  6537,  6563 
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6606      DETERMINATION  OF  THE  LOSS  OF  PLASMA 

ALBUMIN  IN  THE  HUMAN  STOMACH  WITH  ^iCr- 
LABELEO  SERUM  ALBUMIN.   NORMAL  AND  PATHOLOGICAL 
VALUES;  RELATION  TO  GASTRIC  "ALKALINE  SECRETION". 
(Fr.)   Vidon,  N.  (St.  Lazare  Hosp.,  Paris)  and 
J.  J.  Bernier.  Arah.    Fr.    Mai.    App.    Dig.    60(6-7, 
SuppU  2):153-168,  1971. 

Measurements  of  plasma  albumin  in  histamine- 
stimulated  gastric  secretion  2k   Inr  after  i.v. 
injection  of  ^^Cr-labeled  serum  albumin  revealed 
that  3  patients  with  giant  hypertrophic  gastritis 
secreted  significantly  more  albumin  than  3  normal 
subjects  and  patients  with  duodenal  ulcer'  CO, 
chronic  pancreatitis  (3),  or  subatrophic  gastritis 
(1).  The  total  protein  concentration  of  gastric 
juice  determined  by  the  biuret  method  was 
significantly  higher  than  the  serum  albumin 
concentration,  but  there  was  a  correlation  between 
total  protein  and  serum  albumin  concentrations. 
Significant  differences  were  found  between  total 
protein  concentrations  in  normal  subjects  and 
patients  with  duodenal  ulcers  and  chronic  pan- 
creatitis; total  protein  secretion  was  still 
greater  in  patients  with  giant  hypertrophic 
gastritis.   It  is  concluded  that  higher  results 
obtained  with  the  biuret  method  are  due  to  the 
presence  of  other  proteins,  particularly  pepsin, 
in  the  gastric  juice.   In  a  larger  group  of 
normal  subjects  and  patients  with  gastrointestinal 
disease  it  was  demonstrated  that  the  hourly 
output  of  acid  is  positively  correlated  with  the 
hourly  output  of  protein.  On  the  basis  of  these 
findings  and  literature  data  it  is  postulated 
that  some  of  the  proteins  in  gastric  juice 
transudate  directly  from  the  plasma  or  from  a 
compartment  which  exchanges  rapidly  with  the 
plasma.   These  proteins  decrease  the  acidity  of 
the  gastric  juice  and  account  for  a  relatively 
large  percentage  of  alkaline  secretion  in  the 
stomach. 


6607      GASTROSCOPY  AND  CYTOLOGY  IN  THE 

DIAGNOSIS  OF  GASTRIC  MALIGNANT  DISEASES. 
(E.)  Myren,  J.  (Ulleval  Hosp.,  Oslo,  Norway),  S. 
Reichborn-Kjennerud.  Saand.    J,    Gastroenterol. 
6(5):385-388,  1971. 

The  accuracy  of  diagnosis  in  unselected  patients 
examined  by  routine  gastroscopy  and  cytology  of 
gastric  washings  was  compared  with  diagnoses  made 
from  histological  specimens  obtained  from 
autopsy  or  surgery.   Gastroscopy  and  cytology 
established  a  correct  diagnosis  in  about  90?  of 
the  cases  of  histologically  verified  malignancies 
(33  cases).  Gastroscopy  alone  gave  a  correct 
diagnosis  in  80l  and  cytology  in  70^.  Cytology 
demonstrated  malignant  cells  in  5  cases  with 
early  carcinoma.  Gastroscopy  alone  suggested  a 
false  malignant  ulcer  in  about  10%   of  ^tg  cases 
of  histologically  verified  benign  lesions. 
Cytological  preparations  of  the  gastric  washings 
gave  a  fal se  'd  iagnosis  of  malignancy  in  2  cases 


of  benign  gastric  ulcer.   Carcinoma  in  situ  was 
correctly  diagnosed  by  gastroscopy  anT  cytology. 
Roentgen  examination  usually  fails  to  detect 
malignancy  at  this  stage. 


6608      CARCINOGENIC  ACTION  OF  2,7,DI ACETYL- 
AMINOFLUORENE  ON  THE  STOMACH  OF  RATS 
WITH  EXPERIMENTAL  GASTRIC  ULCER.   (E.) 
Kowalewsl<i,  K.  (U.  Alberta  Surg. -Med.  Res.  Inst., 
Edmonton,  Canada)  and  E.  F.  Todd.  Saand.    J. 
Gastroenterol.    6(14)  :323-328,  1971. 

In  experimental  male  Buffalo  rats  penetrating 
gastric  ulceration  (6  mm  in  diameter)  was  pro- 
duced after  gastrotomy  in  the  midportion  of  the 
posterior  wall  of  the  stomach,  proximal  to  the 
pylorus,  by  electrothermocautery.   The  rats  and 
uninjured  controls  were  then  fed  a  diet  containing 
2,7-diacetylaminof luorene  at  30-'»4  weel<s  after 
injury.   Precancerous  lesions  were  found  in  5.6? 
of  carcinogen-fed  noninjured  and  in  'tO?  of 
carcinogen-fed  injured  rats.   Gastric  adeno- 
carcinoma was  found  in  ^hX   of  carcinogen-fed 
injured  rats  but  in  none  of  those  who  were  sub- 
jected to  only  one  or  neither  of  these  procedures. 
Periportal  cirrhosis  was  found  in  all  rats  fed 
the  carcinogen,  irrespective  of  injury,  while 
hepatic  tumors  were  found  in  15.1?  of  noninjured 
and  25.5?  of  injured  rats  fed  the  carcinogen. 


6609 


GASTROINTESTINAL  FINDINGS  IN  AUTOIMMUNE 
THYROIDITIS  AND  NON-GOITROUS  JUVENILE 

HYPOTHYROIDISM  IN  CHILDREN.   (E.)   Kuitunen,  P. 

(U.    Helsinl<i    Child.    Hosp.),    J.    MSenpSa,    K.    Krohn 

and  J.  K.  Visakorpi.  Saand.   J.    Gastroenterol. 

6('4):335-3'<l,  1971. 

Subjects  consisted  of  21  patients  (12  euthyroid, 

9  hypothyroid)  with  autoimmune  thyroiditis  and 

10  with  nongoitrous  juvenile  hypothyroidism. 
Associated  diseases  In  these  patients  included 
atrophic  disease  (5),  agamma-A-globul  I  nemia  W, 
diabetes  mellitus  {h)    and  collagen  vascular 
diseases  (3).  The  gastric  mucosa  was  abnormal 
In  12  of  the  31,  only  2  of  whom  showed  gastric 
atrophy.   All  5  with  betazole  fast  achlorhydria 
had  abnormal  gastric  mucosa.  There  was  no 
relationship  between  the  state  of  the  gastric 
mucosa  and  the  duration  of  thyroid  disease. _ 
Antibodies  to  parietal  cells  were  detected  In  8 
patients  and  there  was  a  correlation  with  mucosal 
changes.   None  of  the  patients  had  antibodies 

to  intrinsic  factor,  smooth  muscle  or  mitochondria, 
but  antlnuclear  antibodies  were  found  in  1 
patient  with  autoimmune  thyroid  1 1 1 sm,  subtotal 
villous  atrophy,  rheumatoid  arthritis  and  auto- 
immune nephropathy.   Abnormal  intestinal  mucosa 
was  detected  in  6  of  30  patients,  2  of  whom  had 
subtotal  villous  atrophy  and  one,  partial  villous 
atrophy.   Both  patients  with  subtotal  atrophy 
had  an  abnormal  D-xylose  test  and  steatorrhea, 
while  the  one  with  partial  atrophy  had  slight 
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steatorrhea.   Antibodies  to  cow's  milk  occurred 
in  't  patients,  but  did  not  correlate  with  mucosal 
changes.  Antibodies  to  gluten  were  found  only 
in  1  patient  with  subtotal  atrophy.   The  3  with 
villous  atrophy  showed  some  improvement  on  a 
gluten-free  diet.   In  general,  the  serum  levels 
of  IgG  were  above  the  mean  of  normals  while  those 
of  IgA  were  below  the  mean. 


6610      GASTRIC  EMPTYING  IN  ATROPHIC  GASTRITIS 

AND  CARCINOMA  OF  THE  STOMACH.   (E.) 
Davies,  W.  T. ,  J.  R.  Kirkpatrick,  G.  M.  Owen  and 
R.  Shields  (U.  Liverpool  Dept.  Surg.,  England). 
Soand.   J.    Gastroenterol.    6('()  :297-301 ,  1971. 

Delay  in  gastric  emptying  was  found  in  atrophic 
gastritis  and  marked  gastric  stasis  in  carcinoma 
of  the  stomach.  Gastric  emjjtying  was  estimated 
by  measuring  the  disappearance  from  the  stomach 
of  a  standard  meal  containing  radioactive 
chromium  in  16  patients  with  atrophic  gastritis, 
10  patients  with  gastric  cancer  and  11  patients 
without  gastroduodenal  disease.   However,  no 
correlation  between  emptying  and  secretion  of  acid 
on  pentagastric  stimulation  was  evident  in  either 
atrophic  gastritis  or  cancer  of  the  stomach. 
Emptying  delay  in  gastric  carcinoma  and  atrophic 
gastritis  suggested  a  relationship  may  exist 
between  these  two  conditionSo   Metaplasia  of 
gastric  mucosa  to  an  intestinal  type  of  epithelium, 
a  prominent  feature  of  atrophic  gastritis  and 
gastric  atrophy,  may  represent  precancerous 
change.   The  role  of  atrophic  gastritis  may  be 
associated  with  delay  in  gastric  emptying.   Patients 
with  duodenal  ulcer  are  not  likely  to  develop 
gastric  cancer  as  they  have  a  rapid  stomach 
emptying  rate. 


the  initially  favorable  passage  of  calcium  into 
blood.  The  facilitation  of  age-dependent  changes 
in  calcium  metabolism  by  gastrectomy  requires 
the  careful  attention  of  geriatricians  in  view 
of  the  possible  profound  influence  on  various 
geriatric  diseases  including  osteoporosis. 


6612      GASTROSCOPIC  ELECTROSURGERY.   (E.) 

Blackwood,  W.  D.  (VA  Hosp.,  Minneapolis, 
Minn.)  and  S.  E,  Si  1  vis.  Gastroenterology 
61(3):305-31A,  1971. 

The  use  of  the  Olympus  GFB  f ibergastroscope  in 
gastroscopic  electrosurgery  is  assessed  in  16 
dogs.  The  size  of  lesions  produced  was  directly 
proportional  to  the  amount  of  energy  applied  by 
the  Bovie  Electrosurgical  unit  to  the  mucosal 
wall.   All  lesions  produced  at  energy  levels  less 
than  50  Bovie  units  (optimal)  healed  while  those 
at  75  and  100  did  not.   Lesions  were  produced  at 
Bovie  settings  of  25  and  50  and  ranged  from  2  to 
20  mm  at  the  time  of  coagulation.  Animals  were 
killed  and  autopsied  and  found  that  of  the  20 
lesions  produced  the  correlation  coefficient 
between  the  estimated  and  observed  lesion  size 
was  0.87.  Necrosis  of  the  muscularis  propria 
varied  directly  with  the  diameter  of  the  lesion 
produced.   Below  2.5  mm  diameter  no  muscle 
necrosis  was  observed  but  necrosis  increased  to 
80%  in  the  diameter  range  of  10  to  20  mm.   No 
free  perforation  of  the  gastric  wall  nor  damage 
to  the  f ibergastroscope  was  observed.   Trans- 
gastroscopic  electrosurgery  seems  to  be  feasible 
in  dogs  and  may  become  therapeutically  important 
in  the  control  of  postbiopsy  bleeding  as  well  as 
intragastric  bleeding  due  to  ulcers. 


6611      AGE-DEPENDENT  BONE  LOSS  AFTER  GASTRECTOMY. 

(E.)   Fujita,  T.  (U.  Tokyo  Fac.  Med.), 
Y.  Okuyama,  N.  Handa,  H.  Orimo,  M.  Ohata,  M. 
Yoshikawa,  H.  Akiyama  and  T.  Kogure.  J,   Am, 
Geriatr.    Soo.    19(1 0)  :8'tO-8't6,  I97I. 

The  effect  of  gastrectomy  (53  patients)  on  bone 
and  calcium  metabolism  was  studied  through 
measurement  of  clavicular  cortical  thickness  in 
postero-anterior  chest  X-ray  films.   For  gastrecto- 
mized  patients  the  values  of  clavicular  cortical 
thickness  were  almost  invariably  lower  than  for 
controls  or  untreated  peptic  ulcer  patients  of 
corresponding  age.  This  decline  in  bone  thickness 
became  more  pronounced  as  years  elapsed  following 
gastrectomy.  A  decline  of  cortical  thickness  by 
more  than  20^  was  seen  in  11  of  25  patients  {kk%) 
operated  upon  by  the  Billroth  I  method  (end-to-end 
gastroduodenostomy)  and  in  15  of  20  patients  (75^) 
operated  upon  by  Billroth  II  method  (side-to-side 
gastrojejunostomy).   Orally  ingested  '*^Ca  appeared 
in  the  blood  and  urine  at  least  as  fast  as  in  the 
gastrectomized  subjects.  Slightly  more  "^^Ca 
appeared  in  the  72-hr  stools  of  the  gastrectomized 
subjects  compared  with  controls,  suggesting  an 
impairment  of  overall  calcium  absorption,  despite 


6613      PALMAR  VARICES  AND  GASTROINTESTINAL 

BLEEDING.   (E.)   Sherwood,  W.  C. 
(Philadelphia  Gen.  Hosp.,  Pa.).  Aroh.    Intern. 
Med.    128('f):598-599,  1971. 

A  patient  with  repeated  gastrointestinal  bleeding 
from  isolated  gastric  varices,  without  evidence 
of  portal  or  splenic  vein  hypertension,  and  who 
demonstrated  striking  variceal  changes  of  the 
veins  of  the  hands  is  presented.   The  skin  of 
the  palms  was  thin  and  parchment-like,  with  loss 
of  the  normal  dermatoglyphic  pattern;  however, 
the  antecubital  venous  pressure  was  normal 
bilaterally.  An  arteriogram  of  the  left  hand 
revealed  multiple  saccular  deformations  of  the 
veins  of  the  fingers  and  palms  with  no  evidence 
of  arteriovenous  communications.  Results  of  an 
X-ray  series  of  the  upper  gastrointestinal  tract 
was  normal;  however,  at  operation  a  large  bleeding 
varix  of  the  antrum  was  found  and  partial 
gastrectomy  was  performed.   Further  excision  was 
required  when  the  bleeding  recurred.  This  case 
contributes  supportive  evidence  to  the  postulation 
that  gastric  varices  may  occur  unrelated  to 
venous  obstructive  factors. 
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661'*      INHERITANCE  OF  HYPERTROPHIC  PYLORIC 

STENOSIS.   (E.)   Bilodeau,  R.  G. 
(Indiana  U.  Med,  Ctr.,  Indianapolis).  Am.   J. 
Roentgenol.  Radium  Ther.   Nual.  Med.    1 13(2) : 2^4 l-Z^i*. 
1971. 

The  case  history  of  a  white  family  in  which  the 
mother,  son. and  identical  twin  daughters  had  a 
history  of  hypertrophic  pyloric  stenosis  is 
reported.   Roentgenographic  studies  of  the  upper 
gastrointestinal  tracts  demonstrated  the  pyloric 
stenosis  in  each  case,  and  additional  classical 
diagnostic  roentgen  signs  for  hypertrophic  pyloric 
stenosis  were  enumerated.  The  theory  that 
hypertrophic  pyloric  stenosis  is  inherited  as  a 
dominant  polygenic  trait,  and  that  the  threshold 
level  for  expression  of  this  disease  state  is 
lower  for  men  than  women  is  supported  by  recent 
genetic  studies.   However,  this  case  report 
supports  the  hypothesis  that  females  with  hyper- 
trophic pyloric  stenosis  carry  more  genes  for 
the  condition  and,  therefore,  have  a  greater  risk 
of  producing  affected  children  than  comparable 
males. 


6615      MECHANISM  OF  POSTGASTRECTOMY  HYPOGLYCEMIA. 

(E.)   Shultz,  K.  T.,  F.  A.  Neelon, 
L.  B.  Nilsen  and  H.  E.  Lebovitz.  (Duke  U.  Med. 
Ctr.,  Durham,  N.  C).  Arch.   Intern.   Med. 
128(2):2'»0-2'46,  1971. 

Nine  patients  with  symptomatic  postprandial 
hypoglycemia  after  subtotal  gastrectomy  were 
studied.   For  the  first  120  min  after  a  p.o. 
load  of  100  g  glucose,  the  serum  glucose  levels 
of  these  patients  were  significantly  higher  than 
those  of  controls,  while  by  1 80  min  their  levels 
had  fallen  to  hypoglycemic  values,  in  contrast 
to  the  normoglycemic  controls.   Plasma  insulin 
levels  in  patients  were  consistently  elevated 
above  controls,  returning  to  fasting  levels  only 
at  180  min.   After  an  i.v.  dose  of  glucose,  the 
patients  had  a  glucose  disposal  constant  (the  % 
fall  in  plasma  glucose/min)  significantly  less 
than  normals;  in  ^t  the  values  were  in  the  diabetic 
range  while  in  k   they  were  normal.  The  insulin 
response  was  significantly  lower  in  patients 
than  in  controls.   After  i.v.  tolbutamide  there 
was  low  normal  insulin  secretion  and  a  somewhat 
blunted  glucose  response.   Secretin  (i.v.)  had 
no  significant  effect  on  blood  glucose  but  did 
cause  a  transient  rise  in  plasma  insulin  levels, 
as  also  observed  in  normals.   After  i.v.  pan- 
creatic glucagon,  the  patients  did  not  differ 
from  previously  reported  normals  with  respect  to 
the  rises  in  glucose  and  insulin.   In  2  patients, 
no  detectable  changes  in  glucose  or  insulin  were 
noted  over  the  5  hours  after  the  p.o.  administra- 
tion of  hypertonic  magnesium  solution.   In  4 
patients  with  a  normal  glucose  disposal  constant, 
i.v.  administration  of  glucagon  25  minutes  after 
i.v.  glucose  led  to  an  exaggerated  secretion  of 
insulin  and  delay  in  hypoglycemia.   Two  carbohydrate 
restricted  patients  (50  g  carbohydrate,  2,500 
calorie  diet  in  6  equal  daily  feedings  for  several 


months)  gained  weight  and  had  a  striking 
amelioration  of  their  hypoglycemic  symptoms  and 
showed  no  change  in  the  early  plasma  glucose 
curves,  absent  later  hypoglycemia  and  a  marked 
decrease  in  insulin  secretion. 


6616      INTERACTION  BETWEEN  ABO  AND  RHESUS 

BLOOD  GROUPS,  THE  SITE  OF  ORIGIN  OF 
GASTRIC  CANCERS,  AND  THE  AGE  AND  SEX  OF  THE 
PATIENT.   (E.)   Glober,  G.  A.  (Radcliffe  Infirm., 
Oxford,  England),  E.  G.  Cantrell,  R.  Doll  and  R. 
Peto.  Gut   12(7):570-573,  1971. 

The  interrelationship  between  the  blood  group, 
sex  and  age  of  the  subject  and  the  occurrence 
of  cancer  in  different  parts  of  the  stomach  were 
studied  in  1,680  patients  treated  for  gastric 
cancer  in  four  London  hospitals.   Male  predominan 
was  more  marked  at  ages  40-69  yr  thanat  other 
ages.   The  male  predominance  was  significantly 
greater  for  cancers  at  the  proximal  and  middle 
thirds  (2.it8:l  and  2.^*3:1  ,  resp.)  than  for  those 
arising  in  the  distal  third  of  the  stomach 
(l.'46:l).  The  frequency  for  blood  group  A  was 
greater  and  that  of  group  0  was  less  in  gastric 
cancer  patients  than  in  controls.   No  significant 
association  was  found  between  blood  group  and  the 
sex  or  the  age  of  the  gastric  cancer  patients. 
No  significant  predilection  appeared  for  any  one 
gastric  site  to  be  associated  with  group  A  com- 
pared with  others.   The  frequency  with  which  the 
Rhesus  factor  was  found  in  the  cancer  cases  did 
not  differ  significantly  from  that  in  the  control 
and  was  not  related  to  the  tumor  site  or  the  sex 
or  age  of  the  patient. 


6617      KININ  RELEASE  AFTER  GASTRIC  SURGERY. 

(E.)   Cuschieri,  A.  (U.  Liverpool, 
England)  and  0.  A.  Onabanjo.  Br.   Med.    J. 
3(577^:565-566,  1971. 

Plasma  kinin  generation  was  measured  by  a  bioass 
technique  using  rat  uterus  in  six  postoperative 
patients  with  vasomotor  dumping  and  in  sixpatie 
without  dumping  who  had  previously  had  similar 
gastric  surgery.  All  six  dumping  patients  showe 
a  fall  in  the  venous  kininogen  during  an  attack 
(mean  1.02  ug/ml).   When  the  attack  subsided  the 
venous  kininogen  rose  to  about  the  initial  value 
In  the  gastric  controls  the  fasting  venous 
kininogen  was  similar  to  that  in  the  dumping 
group  and  showed  no  significant  change  after  a 
high  carbohydrate  meal.   In  four  of  six  patients 
who  developed  a  dumping  attack  a  raised  plasma 
kinin  activity  was  detected  at  theheight  of  th« 
vasomotor  symptoms.   This  free  kinin-like 
activity  was  inactivated  by  incubation  with 
chymotrypsin  (250  ug/ml).   Free  plasma  l<inins 
were  not  detected  in  the  gastric  control  group 
either  before  or  after  a  high  carbohydrate  meal, 

6618      GLYCOPEPTIDES  FROM  NORMAL  AND  ULCERED 
GASTRIC  MUCOSAE  OF  PIG.   (E.) 
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Pallavicini,  G.  (Univ.  Inst.  Biol.  Chem. ,  Pavia, 
Italy),  G.  Cetta,  A.  Quaroni,  and  A.  A. 
Castellan!.  Experientia   27  {8)  :!i3S-837 ,    1971. 

By  chromatography  on  Dowex  2  glycopeptide  fractions 
were  obtained  from  each  of  5  papain  extracts  of 
swine  gastric  mucosa;  2  pigs  had  stomach  ulcers 
induced  by  phenylbutazone  (100  mg/kg  p.o.  and  100 
mg/kg  p.o.  +  100  mg/kg  i.p.,  resp.),  1  had  a 
spontaneous  ulcer,  and  2  were  untreated  controls. 
Two  glycopeptide  fractions  were  obtained  from 
each  extract.   The  Fl  fraction,  eluted  by  water, 
contained  similar  amounts  of  galactose,  fucose, 
and  hexosamine  in  the  carbohydrate  moiety.   The 
ratios  of  threonine  +  serine/total  protein  and 
aspartic  +  glutamic  acids/total  protein  did  not 
differ  appreciably  in  the  protein  moiety  of 
glycopeptides  in  Fl  fractions  from  pigs  with 
normal  and  ulcerated  mucosae.   The  F2  fraction 
eluted  by  0,5  M  NaCl,  was  characterized  by  the 
presence  of  sulfate  ions  and  sialic  acid  in 
addition  to  hexosamines,  hexoses,  and  fucose; 
this  makes  it  similar  to  glycopeptides  from  dog 
gastric  mucosa  and  submaxillary  glands.   The 
sulfate  ion  content  in  the  F2  fraction  from  pigs 
with  ulcers  was  50^  less  than  in  control  pigs. 
This  supports  the  hypothesis  that  sulfate  ions 
in  gastric  mucus  are  important  in  protecting  the 
mucosa;  they  cover  and  protect  the  mucosa  from 
pepsin  and  HCl  autod i gest ion  by  binding  with 
protein  substrate.   No  differences  were  found  in 
the  sialic  acid  contents  in  controls  and  phenyl- 
butazone-treated  pigs,  but  no  sialic  acid  at  all 
was  found  in  the  pig  with  the  spontaneous  gastric 
ulcer. 


6619      EXPERIMENTAL  GASTRIC  ULCERS  AND  URO- 

PEPSINOGEN  EXCRETION  IN  THE  RAT.   (E.) 
Coppi,  G.  (De  Angeli  Inst.  Res.  Labs.,  Milan, 
Italy),  G.  Bonardi  and  M.  Gaetani.  J.    Pharm. 
Pharmaaol.    23 (9) :722-723,  1971. 

Groups  of  Sprague-Dawley  rats  with  gastric  ulcers 
induced  by  reserpine  (5  mg/kg  i.p.)-  or  phenyl- 
butazone were  treated  p.o.  with  either  atropine 
sulfate  (10  mg/kg  p.o.)  or  oxyphencyc 1 imi ne 
hydrochloride  (10  mg/kg  p.o.).   Further  groups 
of  normal  rats  were  treated  with  hydrochloro- 
thiazide (5  mg/kg  p.o.);  liver  damage  was  pro- 
duced by  CCl/,  (h   mg/kg  i.p.)  and  a  monolateral 
renal  lesion  by  the  method  of  Coppi,  Bonardi  and 
Fresia.   Neither  the  excretion  of  uropeps i nogen 
nor  the  integrity  of  the  gastric  mucosa  was 
affected  by  hydrochlorothiazide,  CCli^,  or  the 
renal  lesion.   The  excretion  of  uropeps i nogen  was 
increased  in  animals  with  gastric  ulcers  of  any 
etiology.   Oxyphencycl imi ne  and,  to  a  lesser 
extent,  atropine  decreased  the  ulceration  index 
and  the  excretion  of  uropeps i nogen  in  rats  given 
reserpine  or  phenylbutazone;  in  these  groups  there 
was  generally  a  direct  relationship  between  the 
level  of  uropepsinogen  excretion  and  the  severity 
of  the  gastric  lesion. 


6620      GASTRIC  PSEUDOTUMOR  AFTER  FUNDOPL I  CAT  ION. 

(E.)   Ettinger,  A.  (New  England  Med. 
Ctr.  Hosps.,  Boston,  Mass.),  R.  E.  Paul,  Jr.  and 
J.  M.  Moran.  Gastroenterology   61 (3) :299-304, 
1971. 

The  pseudotumor  which  results  from  the  trans- 
thoracic Belsey  Mark  LV  operation  and  the 
transabdominal  Nissen  procedure  (for  gastro- 
esophageal reflux  or  hiatal  hernia)  is  located 
at  the  upper  medial  aspect  of  the  gastric  fundus 
and  projects  into  the  stomach  air  bubble,  often 
in  dramatic  contrast.   Such  a  pseudotumor  was 
observed  in  33  of  3't  patients  studied.   Comparison 
of  postoperative  chest  or  barium  contrast  study 
with  later  barium  examination  revealed  regression 
of  the  pseudomass,  usually  most  rapid  during  the 
first  2-3  months  following  surgery.   After  this 
time  the  pseudomass  remains  essentially  permanent. 
The  initial  size  of  the  pseudomass  is  determined 
by  the  amount  of  gastric  fundus  used  for  plication 
and  by  the  accompanying  tissue  swelling  caused 
by  surgical  trauma.  The  subsequent  early  diminu- 
tion in  the  size  of  the  pseudotumor  is  related 
to  postoperative  absorption  of  edema  and  blood. 


6621      HISTOLOGIC  APPEARANCE  OF  GASTRIC 

CARCINOMA  IN  HIGH  AND  LOW  MORTALITY 
COUNTRIES:   COMPARISON  BETWEEN  KYUSHU,  JAPAN  AND 
MINNESOTA,  U.S,A.   (E.)   Kubo,  T,  (Palmerston 
North  Hosp.,  New  Zealand).  Canaer   28 (3) :726-734, 
1971. 

The  histology  of  gastric  carcinoma  surgically 
resected  from  800  Japanese  and  627  American 
patients  were  compared  to  determine  whether 
there  is  a  geographic  difference  in  histological 
appearances.   In  553  Japanese  males  and  428 
American  males,  the  ratio  of  adenocarcinoma  to 
diffuse  carcinoma  was  1.81  and  2.65,  resp.   In 
female  patients,  the  adenocarcinoma  to  diffuse 
carcinoma  ratio  was  1.01  in  Japanese  and  1.86  in 
Americans.   The  incidence  of  adenocarcinoma  was 
comparatively  high  among  Americans.   In  both 
national  groups  and  with  both  sexes,  the  pre- 
dominance of  diffuse  carcinoma  was  evident  among 
the  younger  age  groups,  the  incidence  of  adeno- 
carcinoma increasing  with  age.  The  adenocarcinoma 
to  diffuse  carcinoma  ratios  in  Americans  and 
Japanese  patients  were  almost  identical  in  age 
groups  'tO-69  in  males  and  40-59  in  females.   In 
all  groups,  adenocarcinoma  was  the  predominant 
type  in  patients  over  50  yr  of  age,  while  diffuse 
carcinoma  was  usually  found  in  patients  younger 
than  50  yr. 


6622      PATHOGENETIC  CONSIDERATIONS  IN  A 

PATIENT  WITH  AN  ASSOCIATION  OF  GASTRIC 
CARCINOMA  WITH  LYMPHOID  LEUKEMIA.   (it.)   Renz i , 
G.  (Civil  Hosp.,  Rimini,  Italy).  Rif.    Med. 
85(18)  :'t85-489,  1971. 
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6623      COEXISTENCE  OF  A  LIPOMA  AND  ULCER  OF 
THE  STOMACH.   (Pol.)   Kwiatkowski,  C. 
(Med.  Acad  ist,  Surg.  Clin.,  Gelansk,  Poland)  and 
J.  Iwanik.  Pol.    Przegl.    Chir.    '♦3(3)  :51 5-517, 
1971. 


662A      ANATOMICAL  CHANGES  LEADING  TO  PROLAPSE 

OF  THE  GASTRIC  MUCOSA.   (Ger.,)   Wenzel  , 
H.  J.  (Free  U.  Berlin  Westend  Clin.).  Virahows 
Aroh.    [Pathol.  Anat.]   353(2) : 128-140,  1971. 


663'»      PRIMARY  TUBERCULOSIS  OF  THE  STOMACH. 

(Sp.)   Matteucci,  P.  (Sch.  Med., 
Montevideo,  Uruguay),  D.  Tomalino,  J.  Cassinelli 
and  M.  Jaureguy.  Cir.    Uruguay   '♦Od )  :21-27,  1970. 


6635      CARCINOMA  OF  THE  GASTRIC  STUMP  AFTER 

PARTIAL  GASTRECTOMY  IN  CASES  OF  ULCERS, 
(Pol.)  Zimnicki,  Z.    (Med,  Acad.  1st.  Surg. 
Clin.,  Lodz,  Poland)  and  A.  Waniek.  Pol.   Pvzegl. 
Chir.   '<3(2):161-165,  1971, 


6625      LIPOMA  OF  THE  STOMACH.   REPORT  OF  A  CASE, 

(Dan.)   Thomassen,  H.  (Vejle  Hosp., 
Denmark).  Ugeskr.   Laeger   133(1'*)  :6'»9-651 ,  1971. 


6626      THE  TREATMENT  OF  HYPOCHLORHYDRIA  WITH 
A  NEW  SECRETAGOGUE.   (it.)   Pugliese, 
F.  (Magglore  Hosp.  San  Giovanni  Battista,  Turin, 
Italy)  and  A.  Lo  Presti.  Minerva  Med.    62(1-2): 
5-18,  1971. 


6636      PRIMARY  CANCER  OF  THE  GASTRIC  STUMP 
AFTER  GASTRECTOMY  FOR  ULCER.   (Rum.) 
Oancea,  T.  (Cent.  Mil  it.  Hosp.,  Bucharest, 
Rumania),  0.  Bocaneala  and  Go  Voicu.  Chirurgia 
(Buour.)   20 Ct): 359-367,  1971. 


6637      MALIGNANT  GASTRIC  GRANULOMATOSIS. 

(Rum.)   Caloghera,  C.  (Inst.  Med., 
Timisoara,  Rumania),  D.  Bordos  and  L.  Roth. 
Chirurgia   (Buour. )   ZOC*)  :3'»3-3'*8,  1971. 


6627  AN  ASSOCIATION  OF  BEZOARS  WITH  PEPTIC 
ULCER.   (Rus.)   Bonk,  G.  M.,  L.  A. 

Budzlnskli  and  I.  P.  Krasnoschekov.  Veetn. 
Rentgenol.  Radiol.   '♦6(3)  :85-87,  1971. 

6628  LOCALIZED  LESIONS  IN  THE  STOMACH  OF 
CHILDREN.   (E.)   Singleton,  E.  B.  (St. 

Luke's  Episcopal  Hosp.,  Houston,  Tex.)  and  B.  A. 
King.  Smin.   Roentgenol.    6(2)  :220-23'*,  1971. 

6629  MISCELLANEOUS  GASTRIC  LESIONS.   (E.) 
Levin,  B.  (Michael  Reese  Hosp.  Med. 

Ctr.,  Chicago,  111.).  Semin.  Roentgenol.   6(2): 
193-206,  1971. 


6630      ANGIOGRAPHY  OF  LOCALIZED  GASTRIC  LESIONS. 

(E.)  Baum,  S,  (U.  Pennsylvania  Sch. 
Med.,  Philadelphia),  Semin.  Roentgenol.  6(2): 
207-219,  1971. 


6631      POSTOPERATIVE  DEFECTS  OF  THE  STOMACH. 

(E.)   Joachim  Burhenne,  H.  (U.  California 
Med.  Ctr.,  San  Francisco).  Semin.   Roentgenol. 
6(2):182-192,  1971. 


6632      POLYPOID  LESIONS  OF  THE  STOMACH.   (E.) 

Marshak,  R.  H.  (Mt.  Sinai  Sch.  Med., 
New  York,  N.  Y.)  and  A.  E.  Lindner.  Semin. 
Roentgenol.    6(2) : 151 -167,  1971. 


6633      PROXIMAL  SELECTIVE  VAGOTOMY  AND  THE 
INTRAOPERATIVE  TEST  FOR  CONTROLLING 
SECTIONING  OF  THE  VAGUS.   (Fr.)   Grassi,  G.  (St. 
Spirito  Inst. , 'Rome) .  Presse  Med.    79(17): 
768-770,  1971. 


6638      CHRONIC  GASTRITIS  IN  CONNECTIVE  TISSUE 

DISORDERS.   (Ger.)  Apostoloff,  E. 
(1st  Med.  Charity  Clin.,  Berlin),  P.  Reitzig,  G. 
Lisewski  and  H.  David.  Z.    Gesamte  Inn.   Med. 
26(9):107-109,  1971. 


6639      LOCALIZED  INFILTRATING  LESIONS  OF  THE 

STOMACH.   (E.)   Ferrucci,  J.  T.,  Jr. 
(Massachusetts  Gen.  Hosp.,  Boston)  and  M.  L. 
Janower,  Semin.   Roentgenol.    6(2) : I68-I8I ,  1971. 


66'^0      BENIGN  TUMORS  OF  THE  STOMACH.   ( 
Boffano,  M.  (Univ.  Inst.  Radiol. 
Italy)  and  G.  D.  BocchiottI 
15(9-10)  :229-2'^6,  1970. 


t.) 
Turin, 

Minerva  Radiol. 


6(>k]  MORPHOLOGICAL  CHANGES  IN  THE  GASTRIC 

MUCOSA  AND  THEIR  RESPONSE  TO  TREATMENT 
WITH  CHLOXYL  IN  PATIENTS  WITH  OPISTHORCHIASIS. 
(Rus.)   Komarova,  N.  M.  and  T.  N.  Sadkova. 
Med.   Parazitol.    (Mosk.)   hO{h) :^31-hO\  ,    1971. 


66'^2 


Ger.) 


EROSIONS  OF  THE  GASTRIC  MUCOSA. 

Klein,  H.  J.  (Univ.  Pathol.  Inst., 
Cologne,  Germany),  H.  J.  Castrup  and  M.  Eder. 
Med.    Welt  22 {]  5) -.573-582,    1971. 


66'+3      TWO  CASES  OF  LEIOMYOMA  OF  THE  STOMACH. 
(Jap.)   Matsuo'ka,  T.  (Univ,  Med.  Sch., 
Kumamoto,  Japan),  D.  Tsumura,  H.  Koga  and  S. 
Kuramoto.  Iryo   25(2) : 133-1 36,  1971. 


66'^'^      INCARCERATED  INTRATHORACIC  GASTRIC 

VOLVULUS  AS  COMPLICATION  OF  ASYMPTOMATIC 
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HIATUS  HERNIA  IN  CASES  OF  SMALL  INTESTINAL  ILEUS. 
(Ger.)   Kunzli,  H.  F.  (Univ.  Surg.  Clin.,  Basel, 
Switzerland)  and  M.  Rossetti.  Helv,    Chir,    Acta 
38(3):262-264,  1971. 


SSkS  CARBOHYDRATE  METABOLISM  IN  PATIENTS 

AFTER  GASTRIC  SURGERY.   (E.)   Tomkin, 
G.  H.  (Roy.  Victoria  Hosp.,  Belfast,  Ireland). 
Ir.   J.   Med.   Sai.    140(1 ) : 1 1 -15,  197I. 


6646      A  CASE  OF  SUDDEN  DEATH  DUE  TO  ACUTE 
GASTRECTASIA.   (It.)   Purini,  T.  (U. 
Turin  Inst.  Leg.  Med.,  Italy).  Minerva  Mediaoleg. 
90(0:19-23,  1970. 


6647      DIFFERENTIAL  DIAGNOSIS  OF  ULCEROUS 

LESIONS  OF  THE  STOMACH.   (Por.) 
Fernandes  Ramos,  S.  (Fed.  U.  Sch.  Med.,  Rio  De 
Janeiro,  Brazil).  Folha  Med.    61 (6) :5A9-555,  I970. 


6648      DIFFUSE  HAEMORRHAGIC  GASTRITIS  IN 

SCHLERODERMA.   (E.)   Thompson,  P.  L. 
(Roy.  Melbourne  Hosp.,  Australia)  and  I.  R. 
Mackay.  Med.   J.   Aust.    2(7)  :373-375,  1971. 


6649      POSTOPERATIVE  STASIS  AFTER  VAGOTOMY  AND 

PYLOROPLASTY.  (E.)  Hunt,  D.  R.  (St. 
George  Hosp.,  Kogarah,  Australia).  Aust.  NZ  J. 
Surg.    4l(l):40-43,  1971. 


6650      ONE  CASE  OF  MENETRIER'S  DISEASE  WITH  A 

MICROSCOPIC  CARCINOID  TUMOUR  OF  THE 
STOMACH.   (E.)   Sarrazin,  A.  (CHU-Bicetre  Med. 
Clin.  C,  Kreml in-Bicetre,  France),  J.  Simon,  Oo 
Bousquet,  J.  Pa  ill  as  and  P.  Monod-Broca.  Arah. 
Fr.  Mai.  App.   Dis.    60(6-7) :331-336,  1971. 


Germany).  Munch.   Med.   Woohensahr.    113(9):310, 
1971. 


6655      URGENT  INDICATIONS  IN  COMPLICATIONS  OF 

GASTRIC  CANCER.   (it.)   Sommariva,  V. 
Minerva  Med.    62  (6) :254-257,  I97I. 


6656      SYMPOSIUM  ON  SURGICAL  CURE  OF  GASTRIC 
CARCINOMA.  THE  SURGICAL  TREATMENT  OF 
CARCINOMA  OF  THE  STOMACH.   (it.)   Nicolosi,  G. 
Minerva  Med.    62(6) :237-240,  1971. 


6657  LATE  RESULTS  IN  THE  TREATMENT  OF 
CANCER  OF  THE  STOMACH.   (Rus.)   Shuster, 

L.  A.  Khirurgiia   (Mask.)   47(3):79-85,  I971. 

6658  ACUTE  GASTRODUODENAL  HEMORRHAGES. 
(Rus.)  Melnik,  L.  A.  Khirurgiia 

(Mask.)   47(3):31-34,  1971. 


6659      THE  IMMUNOLOGY  OF  CHRONIC  GASTRITIS. 
(CzJ   Blaha,  J.  (Charles  U.  Intern. 
Dis.  Clin.,  Prague).  Cas.    Lek.    Ces,    110(15): 

371-375,   1971 o 


6660      TREATMENT  OF  CANCER  OF  THE  STOMACH. 

(Fr.)  Braconnot,  P.,  P.  Vuillard,  J. 
Venouil  and  L.  Fischer.  Cah.  Med.  Lyon.  47(4): 
269-279,  1971. 


6661      DEEP  VASCULAR  THROMBOSES  AND  CANCERS 

OF  THE  STOMACH.   (Fr.)   Lion,  J.  (Hotel 
Dieu  Surg.  Clin.,  Nantes,  France),  J.  Visset  and 
M.  Mousseau.  Arah.   Med.    Quest   3(2): 89-98,  1971. 


6651      ENDOSCOPIC  COLOR  ATLAS  OF  GASTRIC 

DISEASES.   (Eo)   Ashizawa,  S.  (Tokyo 
Med.  Coll.)  and  T.  Kidokoro.   Tokyo,  Bunkodo  Co. 
Ltd.,  1970,  223pp.  $41.10. 


6652      GASTRIC  NEUROLEMMOMA.   (Pol.)   Wajda, 

Z.  (Med.  Acad.  3rd  Surg.  Clin.,  Gdansk, 
Poland),  J.  Wasowski  and  A.  Kreglewski.  Wiad. 
Lek.    24(2):93-95,  1971. 


6653      RESPIRATORY  CHORI STOMA  OF  STOMACH. 
(E.)   Tanenbaum,  B.  (Jewish  Hosp., 
Brooklyn,  N.  Y.),  B.  S.  Levowitz,  M.  Ponce  and  S. 
Manubay,  Jr.  NY  State  J.   Med.    1^  {3)  •.'iTi-ZlS. 
1971. 


6654      ANTE  COLIC  'ISOPERISTALTIC,  BILLROTH 

II  WITH  SHORT  AFFERENT  JEJUNUM  LOOP. 
(Ger.)   Laprell,  H.  (Dist.  Hosp.  Tegernsee/Obb. , 


6662      HISTOPATHOLOGICAL  STUDIES  ON  THE 

MUCOUS  MEMBRANE  RESECTED  IN  VARIOUS 
GASTRIC  DISEASES.   THE  DIFFERENCE  BETWEEN  BENIGN 
LESIONS  AND  EARLY  CANCER.   (jap.)   Emoto,  M. 
(Med.  Coll.  Wakayama,  Japan).  Wakayama  Igaku 
(J.    Wakayama  Med.    Soa.)    22(l):27-46,  I97I. 


6663      COMPARISON  OF  ERYTHROCYTIC  AND  SERUM 

IRON  INDICES  IN  PATIENTS  BEFORE  AND 
AFTER  GASTRIC  SURGERY.   (Rus.)   Khrushcheva, 
E.  A.  and  P.  G.  Karvonidi.  Klin,    Khir.    51(4): 
75-76,  1971. 


6664      CONTENT  OF  SOME  BLOOD  MONOSACCHARIDES 

IN  PATIENTS  WITH  GASTRIC  CANCER. 
(Rus.)  Gude,  Z.  Z.  and  M.  A.  Liapis.  Klin. 
Khir.   51(4):72-73,  1971. 


6665      JEJUNOGASTROPLASTY  IN  GASTRECTOMY. 

(Rus.)   Zakharov,  E.  I . ,  A.  I.  Reznlchenko 
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and  G. 
1971. 


D.  Belous.  Klin.   Khir.    51  C*)  :2't-26. 


6666  TIME  TRENDS  OF  INTESTINAL  AND  DIFFUSE 
TYPES  OF  GASTRIC  CANCER  IN  THE  UNITED 

STATES.   (E.)   Munoz,  N.  (int.  Agency  Res.  Cancer, 
Lyon,  France)  and  R.  Connelly.  Int.   J.    Cancer 
8(1):158-16'(,  1971. 

6667  TIME  TRENDS  OF  INTESTINAL  AND  DIFFUSE 
TYPES  OF  GASTRIC  CANCER  IN  NORWAY. 

(E.)   Munoz,  N.  (int.  Agency  Res.  Cancer,  Lyon, 
France)  and  J.  Asvall.  Int.   J.    Canaev   8(1): 
l'4lt-157,  1971. 

6668  INTRAMURAL  STOMACH  INJECTION  UNDER 
DIRECT  GASTROFIBERSCOPE  OBSERVATION. 

(E.)  Ujiie,  T.  (Natl.  Hosp.,  Sapporo,  Japan),  T. 
Takazawa  and  S.  Ikeda.  Endoscopy   3(2):73-8'4,  1971. 

6669  RELATIONSHIPS  BETWEEN  IRON-DEFICIENCY 
ANEMIAS  AND  HYDROCHLORIC  ACID  SECRETION 

IN  THE  STOMACH.   (Ger.)   Rentsch,  I.  (U. 
Heidelberg  Mannheim  Clin.,  Germany)  and  S.  Sievers. 
Med.    Welt   22(36) : 1390-1393,  1971. 

6670  THE  PROTEIN-SYNTHESIZING  FUNCTION  OF 
THE  LIVER  AFTER  GASTRIC  RESECTION. 

(Rus.)   Udod,  V.  M.,  A.  M.  Antonov  and  K.  N. 
Mikhalevskaia.  Khivurgiia    (Mask.)    47(3) : 61 -64, 
1971. 


6671      READING  OF  INDIRECT  ROENTGENOGRAM  OF 

THE  STOMACH.   (Jap.)   Ogata,  Y. 
(Kumamoto  U.  Sch.  Med.,  Japan),  K.  Katayama  and 
N.  Nakashima.  Rinsho  Hoshasen   l6(l):52-62,  1971. 


6672      MAGNIFYING  RADIOGRAPHY  OF  MICRO- 
PATHOLOGIC  CHANGES  OF  GASTRIC  MUCOSA. 


(Jap.)  Nishioka,  K.  (Gifu  U.  Sch.  Med.,  Japan), 
Y.  Kanetake  and  S.  Ishiguchi.  Rinsho  Hoshasen 
16(1):7-10,  1971. 

6673      DIRECT  THREE-FOLD  MAGNIFYING  RADIOGRAPHY 

OF  THE  STOMACH.   (Jap.)  Watanabe,  T. 
Rinsho  Hoshasen   16(1) :1 1-16,  1971. 


6674 

Stuttgart, 
1971. 


EARLY  DIAGNOSIS  OF  GASTRIC  CANCER. 
(Ger.)  Heinkel,  K.  (Med.  Clin. 
Germany).  Medo   Klin.   66(15) : 541 -544, 


6675      OBSERVATIONS  ON  ROENTGEN  FEATURES  OF 
BENIGN  AND  MALIGNANT  GASTRIC  ULCERS. 
(E  )  Wolf,  B.  S.  (Mt.  Sinai  Hosp.,  New  York, 
N  *Y.).  Semin.   Roentgenol.    6(2) : 140-1 50,  1971. 


6676      THE  BENEFITS  OF  USING  CYTOLOGY  IN 

ADDITION  TO  GASTRIC  RADIOLOGY.   (E.) 
Cantrell   E.  G.  (St.  Bartholomew's  Hosp.,  London) 
0.  J.  Med.    40(158) :239-248,  1971. 


6677 


EARLY  DIAGNOSIS  OF  GASTRIC  CANCER. 

(Ger.)   Hafter,  E.  (Todistr.  36, 
Zurich,  Switzerland).  Med.   Klin.    66(15): 
537-540,  1971. 


6678      GASTROSCOPIC  GRADUATED  BIOPSY  ALONG 

THE  GREATER  CURVATURE  OF  THE  STOMACH. 
(Ger.)   Ottenjann,  R.  (Diagn.  German  Clin., 
Wiesbaden,  Germany),  G.  Kanzler,  W  Bartelheimer 
and  W.  Oehlert.  Endoscopy   3(0:38-40,  1971. 


6679      SIX-HOUR  FOOD-  AND  BARIUM  RETENTION. 

(Eo)  Stempien,  S.  J.  (VA  Hosp.,  Long 
Beach,  Calif.),  R.  J.  Tester  and  A.  E.  Dagradi. 
Am.  J.   Dig.   Dis.    l6(5):395-402,  1971. 


See  also  numbers:  6525,  6533,  6562,  6569.  6579,  6684,  6687 
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6680      THE  COURSE  OF  RECURRENT  ULCER.   (E,) 

Littman,  A,  (VA  Hosp.,  Hines,  111.)  and 
D.  H,  Hanscom.  Gastroenterology   (>\{k,    Pt.  2): 
592-597,  1971. 

In  this  cooperative  study  at  Veterans  Administration 
Hospitals,  84  patients  with  recurrent  gastric 
ulcers  were  re-admitted  for  another  period  of 
study.   Recurrent  ulcers  generally  were  observed 
at  the  same  site  as  the  initial  ulcer  but  were 
found  to  be  smaller  and  to  heal  more  rapidly. 
Size  of  recurrent  ulcers  varied  directly  with 
that  of  initial  ulcers.  The  percentage  of  Negroes 
In  this  group  was  twice  that  in  the  initial 
study.   Gastric  carcinoma  was  detected  initially 
at  follow-up  of  recurrence  in  2  patients.  Of  73 
in  whom  the  initial  recurrent  ulcer  was  found  to 
heal,  A2.5X  developed  a  second  recurrence. 
Gastric  adenocarcinoma  was  found  in  2  {l.U%   of 
recurrences),  both  of  which  ulcers  were  considered 
apparently  benign  and  had  been  twice  thought  to 
have  undergone  apparent  radiographic  healing. 


6681      SITE  AND  SIZE  OF  THE  ULCER  AS  DETER- 
MINANTS OF  OUTCOME.   (E.)   Sun,  D.  C.  H. 
(VA  Hosp.,  Phoenix,  Ariz.)  and  S.  J.  Stempien. 
Gastroenterology   61  Ct,  Pt.  2):576-58't,  1971. 

In  this  study  of  gastric  ulcers  in  Veterans 
Administration  Hospitals,  88.3%  were  on  the 
lesser  curvature,  4.61  on  the  greater  curvature, 
\  .1%   on  the  anterior  wall  and  5.8%  on  the 
posterior  wall.   The  antrum  accounted  for  k2.S%, 
the  body  for  56.0%  and  the  fundus  for  1.1%.   Large 
ulcers  were  most  often  located  in  the  proximal 
stomach,  small  ulcers  distal ly.   The  ulcer  site 
did  not  correlate  with  either  its  ability  to  heal 
or  tendency  to  become  malignant.   None  of  the  29 
ulcers  on  the  greater  curvature  was  malignant. 
Ulcer  width  alone  was  as  accurate  an  estimation 
of  ulcer  size  as  was  the  ulcer  index  (product  of 
width  and  depth).   Healing  time  varied  directly 
with  ulcer  size.   There  was  no  relationship 
between  ulcer  size  and  liklihood  of  recurrence, 
but  the  authors  point  out  that  most  small  ulcers 
and  fewer  large  ulcers  heal  satisfactorily  and 
these  were  then  at  greater  risk  for  recurrence. 


6682      HEALING  OF  INITIAL  ULCERS  IN  RELATION 

TO  AGE  AND  RACE.   (E.)   Roth,  H.  P. 
(VAHosp.,  Cleveland,  Ohio).  Gastroenterology 
61(4,  Pt.  2):570-575,  1971. 

The  774  patients  in  the  cooperative  Veterans 
Administration  Hospital  study  represented  64%  of 
patients  seen  in  these  hospitals  during  this 
period  with  gastric  ulcers.   Of  638  in  whom  the 
response  to  medical  therapy  was  followed  through- 
out treatment,  complete  healing  was  seen  radio- 
graphically  in  294  at  3  weeks,  in  155  by  6  weeks 
and  in  another  35  by  12  weeks  for  a  total 
of  484  of  638  patients  (75.9%).  Of  154  whose 


ulcers  failed  to  heal  in  this  12-week  treatment 
period,  11)  were  randomized  to  further  medical 
or  surgical  therapy,  on  the  basis  of  failure  of 
reduction  of  ulcer  by  50%  at  3  weeks  or  by  90% 
at  6  weeks.   Of  62  first  randomized  to  medicine, 
26  healed  and  went  to  medical  follow-up;  of  49 
initially  randomized  to  surgery,  41  accepted  and 
went  to  surgical  follow-up.   Age  had  no  effect 
on  size,  location  or  frequency  of  healing  of 
ulcers.   In  Negroes,  there  were  fewer  large 
ulcers,  a  higher  recurrence  rate  and  a  higher 
rate  of  coexistent  duodenal  ulceration. 


6683      CLASSIFICATION  OF  THE  POST-GASTRECTOMY 

SYNDROMES  BASED  ON  OBSERVATION  OF  580 
PATIENTS.   (E.)   Hirschowitz,  B.  I.  (U.  Alabama 
Sch.  Med.,  Birmingham).  Ala,    J.    Med.    Sai. 
8(0:50-66,  1971. 

Classifications  of  postgastrectomy  syndromes  were 
based  upon  observations  in  58O  patients  seen 
because  of  symptoms  after  surgery  for  peptic 
ulcer.   Of  580  patients,  460  were  males  and 
nearly  all  were  older  than  30  yr.   The  greater 
majority  (82%)  of  the  patients  had  more  than  one 
symptom:   the  commonest  symptoms  being  ulcer-like 
pain,  atypical  (not  ulcer-like)  pain,  vomiting 
and  bleeding,  each  being  present  in  about  40% 
of  patients.   Weight  loss  and  dumping  occurred 
in  about  30%.   No  single  symptom  or  combination 
of  symptoms  was  diagnostic  of  any  particular 
lesion,  though  some,  such  as  dumping,  represented 
a  discrete  syndrome.   The  15  diagnoses  made 
(including  Zol 1 i nger-El 1 i son  syndrome  stomal 
obstruction,  double  barrel  stoma,  hiatal  hernia) 
were  largely  anatom-ical  and  reflected  emphasis 
of  this  on  X-ray,  endoscopy  and  surgery.   There 
were  far  fewer  multiple  diagnoses  than  there 
were  multiple  symptoms.   Of  58O  symptomatic 
patients,  17.5%  were  normal  or  undiagnosed  by 
methods  employed.   Among  major  diagnoses,  23%  had 
marginal,  jejunal  or  gastric  ulcer,  29%  had 
stomatitis,  and  4%  had  both.   Ten  percent  of 
bleeders  remained  undiagnosed.   Though  81%  of 
patients  with  marginal  ulcer  had  pain,  only  30% 
of  those  with  pain  had  a  marginal  ulcer.-  The 
delayed  syndromes  were  classified  according  to 
the  following  headings:   anatomical -mechan ical , 
anatomical -pat  ho  logical ,  metabol ic-nutr i  t  ional - 
physiological  and  miscellaneous. 


6684      CANCER.  PART  k  CLINICAL  ASPECTS. 

(E.)   Wenger,  J.  (VA  Hosp.,  Atlanta, 
Ga.),  L.  L.  Brandborg  and  F.  A.  Spellman. 
Gastroenterology   61(4,  Pt.  2):598-605,  I970. 

Cancer  was  found  in  25  of  638  patients  (3.9%) 
with  gastric  ulcers  in  this  cooperative  study 
from  Veterans  Administration  Hospitals.  There 
was  no  apparent  relationship  between  age  and 
malignancy.  Those  with  malignant  ulcers  had 
both  a  shorter  duration  of  symptoms  at  initial 
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diagnosis  of  ulcer  disease  and  a  shorter  length 
of  ulcer  history.  Of  51^   with  an  initial  X-ray 
diagnosis  of  benign,  19  (3.3^)  were  found  to  be 
malignant,  while  of  (>h   with  an  initial  diagnosis 
of  indeterminate,  6  {<i.h%)    were  later  found 
malignant.  The  incidence  of  malignancy  was  2.2^ 
with  an  ulcer  index  (product  of  width  and  depth) 
less  than  301  mm^  and  10.7^  with  an  index  greater 
than  this.   In  the  absence  of  coexistent  duodenal 
ulcer  disease,  the  incidence  of  malignancy  was 
6.0^  while,  in  its  presence,  the  incidence  was 
only  \.1%.      Of  the  25  cases,  21  were  diagnosed 
during  an  initial  12-weelc  period  of  therapy  and 
the  remaining  h   were  diagnosed  during  follow-up 
and  were  thought  to  represent  healed  mal isnant 
ulcers. 


6685 


MULTIPLE  GASTRIC  ULCERS.   (E.)   Boyle, 
J.  D.  (VA  Hosp.,  Los  Angeles,  Calif.). 
Gastroenterology   61 (^,  Pt.  2):628-631,  1971. 

Of  653  usable  cases  of  gastric  ulcers  in  the 
cooperative  study  from  Veterans  Administration 
Hospitals,  only  15  patients  (2.3^)  had  multiple 
gastric  ulcers.  Two  ulcers  were  noted  in  13,  3 
in  1,  and  if  in  1.   In  13  both  ulcers  were  classified 
as  benign,  while  in  the  other  2  they  were  in- 
determinate. Gastroscopy  was  performed  In  I'l 
patients  with  31  ulcers  and  17  of  these  ulcers 
were  seen.  There  were  no  significant  differences 
between  those  with  coexistent  duodenal  ulcer, 
size  of  ulcer,  frequency  of  recurrence  or  single 
and  multiple  ulcers  with  respect  to  age,  race  or 
output  of  gastric  acid.  Of  the  33  identified 
ulcers,  16  ('48. 51)  were  in  the  antrum,  9  (274) 
were  in  the  body,  1  (3^)  was  in  the  fundus,  and 
the  locations  of  the  rest  were  not  specified. 
Three  [3%)   of  the  multiple  ulcers  were  located 
along  the  greater  curvature,  compared  with  only 
1.8%  in  those  with  single  ulcers. 


6686      IN  "DEFENSE"  OF  THE  GASTRIC  MUCOSA. 

(E.)   Lipkin,  M.  (Cornell  U.  Med.  Coll., 
New  York,  N.  Y.).  Gut    1 2(7) : 599-603,  1971. 

Reasons  for  the  resistance  of  normal  gastric 
mucosa  to  self-digestion  are  discussed.^  A  variety 
of  experiments  have  suggested  that  nutritional 
factors  and  normal  intake  of  dietary  protein,  as 
well  as  growth  hormone  help  to  maintain  this 
resistance  of  the  mucosal  cells  against  ulceration. 
Also  postulated  for  many  years  has  been  the 
first  line  of  defense  against  mucosal  injury,  the 
mucus  layer  provided  by  the  epithelial  cells  of 
the  stomach.  This  layer  of  mucus,  together  witin 
the  second  line  of  defense,  the  healthy  epithelial 
cells  themselves,  have  been  thought  to  play  a 
significant  role  in  defense  of  the  mucosa  against 
injury  and  ulceration.  Carbenoxolone,  which  has 
been  used  successfully  in  the  treatment  of  peptic 
ulcer  disease,  has  increased  mucus  production 
and  has  affected  the  rate  of  flow  and  extrusion 
of  gastric  epithelial  cells  from  the  mucosa. 
Among  experimental  models,  the  incidence  and 


severity  of  restraint-stress-induced  erosions 
were  decreased  by  pretreatment  with  carbenoxolone, 
coincident  with  both  the  appearance  of  excessive 
mucosubstance  in  the  gastric  epithelial  cells 
and  a  decreased  rate  of  loss  of  thymidine-  H- 
labeled  epithelial  cells  from  the  gastric  mucosa. 
Dynamic  properties  of  the  cell  membranes  following 
contact  with  carbenoxolone  may  be  responsible 
for  the  initiation  of  internal  signals  needed 
for  repl ication. 


6687      PART  II.   RADIOLOGICAL  ASPECTS  OF 

CANCER  AFTER  APPARENT  HEALING.  (E.) 
Kirsh,  I.  E.  (VA  Hosp.,  Hines,  111.).  Gastro- 
enterology  61  (it,  Pt.  2):606-621,  1971. 

Cases  are  reviewed  of  h   patients  in  whom  gastric 
carcinoma  was  found  after  apparent  healing  of  an 
initial  ulcer  detected  and  treated  during  a  12- 
week  therapeutic  program  in  a  cooperative  study 
of  Veterans  Administration  Hospitals.   In  retro- 
spective review  of  initial  films,  the  most  fre- 
quent signs  of  malignancy  were  a  filling  defect 
and  effacement  of  the  folds.  The  filling  defect 
was  sometimes  in  the  crater  itself,  most  often 
at  its  upper  or  lower  margin.   In  some  cases 
after  healing  of  the  ulcer  a  filling  defect  could 
be  seen  at  the  original  site.  Retrospectively, 
some  of  the  films  showed  the  criteria  of  malignancy 
described  by  Gutmann,  including  'niche  encastree  , 
'niche  en  plateau'  and  'grosse  niche  triangulaire  . 
All  cases  violated  the  previously  held  dictum 
that  projection  of  a  crater  beyond  the  gastric 
border  is  a  sign  of  benignity.  The  author 
stresses  that  malignant  ulcers  never  really  heal 
and  should  be  carefully  sought  after  with  relief 
films,  a  less  dense  barium  suspension  and  high 
penetration  X-rays. 


6688      SELECTIVE  GASTRIC  VAGOTOMY  WITH 

ANTRECTOMY  OR  PYLOROPLASTY.   (E.) 
Sawyers,  J.  L.  (Vanderbilt  U.  Sch.  Med.,  Nashville, 
Tenn.)  and  H.  W.  Scott,  Jr.  Ann.    Surg.    M^W. 
5'»l-5'«7,  1971. 

The  use  of  selective  gastric  vagotomy  with 
antrectomy  or  pyloroplasty  in  the  treatment  of 
79  patients  with  duodenal  ulcer  disease  was 
evaluated.   Good  to  excellent  results  were 
obtained  in  patients  following  selective  gastric 
vagotomy  and  antrectomy  or  pyloroplasty.   Most 
patients  had  excellent  gastrointestinal  function 
and  nutritional  conditions,  and  no  ulcer  symptoms, 
but  occasionally  experienced  epigastric  fullness 
after  meals,  mild  dumping  symptoms  and  mild 
diarrhea.  Postoperative  insulin  (Hollander) 
tests  were  performed  in  66  patients,  33  with 
antrectomy  and  33  with  pyloroplasty.  Almost  904 
of  these  showed  negative  results  (with  only  1 
recurrent  ulcer)  and  indicated  lesser  degrees  of 
acid  stimulation.   Selective  gastric  vagotomy 
(although  a  more  difficult  technique)  seems  to  be 
superior  to  truncal  vagotomy  in  treatment  of 
duodenal  ulcer  disease  and  this  procedure  with 
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pyloroplasty  affords  patients  equally  good 
clinical  results  and  selective  gastric  vagotomy 
with  antrectomy,  as  opposed  to  previous  studies 
with  truncal  vagotomy. 


6689      THE  VALUE  OF  THE  INSULIN  TEST  IN  PRE- 
DICTING RECURRENCE  AFTER  VAGOTOMY  AND 
DRAINAGE  FOR  DUODENAL  ULCER.   (E.)   Kronborg,  0. 
(Bispebjerg  Hosp.,  Copenhagen).  Sacmd.   J. 
Gastroenterol.   (}{5):hT\-k7%,    1971. 

An  assessment  of  500  patients  was  made  to  determine 
the  value  of  the  insulin  test  in  predicting  the 
risk  of  recurrence  of  duodenal  ulcer  after  truncal 
vagotomy  and  drainage.   Follow-up  was  made  after 
"i-h   yr,  and  several  associations  were  found  be- 
tween the  insulin  test  performed  10  days  after 
operation  and  clinical  indications  for  reoperation. 
Of  the  500  patients  in  the  study,  60  did  not  have 
the  insulin  test  performed  10  days  after  the 
original  surgery  and  72  patients  were  excluded 
from  the  final  study.  Those  27  patients  with 
recurrence  were  included  in  the  correlation  study. 
The  reliability  of  7  criteria  in  distinguishing 
between  recurrence  and  nonrecurrence  was  good 
according  to  sensitivity  and  specificity,  and 
thus  had  a  high  discriminative  ability,  but  small 
predictive  value  in  diagnosis  of  recurrence. 
Simple  discriminative  analysis  of  fasting, 
spontaneous,  and  insulin-activated  secretion  was 
used.   The  reliability  of  the  7  criteria  on 
distinguishing  between  recurrence  and  non-recurrence 
was  good.   Of  80  patients  with  4  to  7  positive 
criteria,  17  recurrences  were  found  as  contrasted 
to  311  patients  with  less  than  k   positive 
criteria  among  whom  k    recurrences  were  found. 
Additional  follow-up  is  planned  to  assess  the 
value  of  the  criteria  in  predicting  recurrence 
after  l-k   yr. 


6690      PREVENTION  OF  DUODENAL  ULCERS  BY 

ADMINISTRATION  OF  PROSTAGLANDIN  E2 
(PGE2).   (E.)   Robert,  A.  (Upjohn  Co.,  Kalamazoo, 
Mich.),  D.  F.  Stowe  and  J.  E.  Nezamis.  Saand.   J. 
Gastroenterol,    6('4)  :303-305,  197). 

Chemically-induced  ulcers  were  prevented  when 
Prostaglandin  E2  (PGE2)  was  infused  s.c.  into 
rats  treated  simultaneously  with  duodenoulcerogenic 
doses  of  the  secretogogues,  histamine  +  carbachol , 
pentagastrin  +  carbachol,  or  pentagastrin  + 
histamine.   Duodenal  ulcers  were  produced  by  the 
two  gastric  secretogogues,  and  were  localized 
only  in  the  duodenum.   They  were  usually  multiple 
and  duodenal  perforations  occurred  in  many 
instances.   S.c.  infusion  of  PGE2  into  animals 
treated  simultaneously  with  secretogogues,  and 
for  the  same  time  interval,  prevented  ulcer 
formation,  and  the  degree  of  inhibition  was  dose- 
dependent.   None  of  the  control  animals  infused 
with  saline  plus  vehicle  showed  any  gastroduodenal 
lesions.   It  is  suggested  that  since  prostaglandins 
reduce  gastric  secretion  in  rats  the  antiulcer 
effect  of  PGE2  may  be  due  to  antisecretory 


activity.   The  mechanism  by  which  prostaglandins 
show  antisecretory  and  antiulcer  effects  is  not 
known. 


6691      RECURRENT  PEPTIC  ULCER  FOLLOWING 

PRIMARY  OPERATIONS  WITH  VAGOTOMY  FOR 
DUODENAL  ULCER.   RESULTS  OF  SURGICAL  TREATMENT 
IN  k2   PATIENTS.   (E.)   Stuart,  M.  and  S.  0.  Hoerr 
(Cleveland  Clin.,  Ohio).  AraK    Surg.    103(2): 
129-132,  1971. 

Forty-two  patients  were  subjected  to  a  second 
surgical  procedure  after  failure  to  respond  to 
definitive  surgery  for  chronic  duodenal  ulcer. 
Prior  surgery,  always  including  vagotomy,  consisted 
of  gastroenterostomy  (16),  gastrectomy  (10)  or 
pyloroplasty  (16).   The  second  procedure  in  each 
case  was  gastric  resection  (even  with  prior 
gastrectomy)  and  revision  of  any  technical  faults 
of  prior  surgery.   Pathology  observed  at  re- 
operation consisted  of  active  ulcers  in  26 
(gastroenterostomy,  12;  gastrectomy,  8;  pyloro- 
plasty, 6),  gastroduodenitis  in  6  (1:1:'»)  or 
healed  ulcer  with  scarring  in  10  (3:1:6).   The 
symptom-free  interval  between  the  initial  pro- 
cedure and  the  first  recurrent  symptoms  was  less 
than  1  yr  in  26  (7:6:13),  1-3  yr  in  7  (2:3:2), 
and  more  than  3  yr  in  9  (7:1:1).   The  principal 
indication  for  reoperation  was  intractability  in 
25  (11;8;6),  hemorrhage  in  6  (3:1:2),  outlet 
obstruction  in  8  (0;0;8),  gastrojejunocol ic 
fistula  in  2  (l;l;0),  and  dumping  syndrome  in  1 
(1;0;0).  Technical  faults  at  reoperation  con- 
sisted of  residual  vagal  fibers  (15),  retained 
gastric  antrum  (2),  and  enteroanastomosis  below 
gastroenterostomy  (3).   During  a  follow-up  period 
of  up  to  20  yr,  25  had  good  results  (13;5;7), 
while  8  had  unsatisfactory  results  without 
recurrent  ulcer  (l;l;6)  and  7  had  proven  recurrence 
of  ulcer  (2;3;2). 


6692      PEPTIC  ULCERATION  AND  THE  USE  OF  ORAL 

CONTRACEPTIVES.   A  NEGATIVE  CORRELATION 
ATTRIBUTABLE  TO  THE  DISEASE?   (E.)   Glober,  G. 
(NCI,  Bethesda,  Md.),  R.  Doll,  A.  S.  Fairbairn  and 
M.  P.  Vessey.  Br.    J.   Prev.   Soa.   Med.    25(3): 
}kk-\k(i,    1971. 

The  association  of  oral  contraceptives  containing 
estrogen  and  the  risk  of  peptic  ulceration  was 
examined  in  '16  married  women  with  peptic  ulcers, 
and  in  90  matched  controls.   Of  hS   patients  with 
peptic  ulcer  that  were  matched  with  controls, 
none  had  used  oral  contraceptives  during  the  3 
months  prior  to  hospital  admission,  while  12  of 
the  90  (13.31)  control  patients  had  done  so. 
Use  of  other  methods  of  contraception  was  also 
less  frequent  in  peptic  ulcer  patients  as  compared 
to  controls.  When  compared  as  to  frequency  use 
of  oral  contraceptives  in  only  those  patients 
who  used  some  method  of  birth  control,  the 
difference  between  the  two  groups  was  no  longer 
statistically  significant.   Four  of  29  patients 
with  ulcers  stated  they  were  too  ill  to  have 
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intercourse  and  another  11  stated  their  'Uness 
had  interrupted  their  normal  living  pattern.  The 
results  indicate  that  patients  with  peptic  ulcera- 
tions are  less  likely  to  use  oral  contraceptives 
due  to  a  reduction  in  frequency  of  sexual  inter- 
course related  to  the  severity  of  the  disease,^ 
and  it  is  unwarranted  to  attribute  any  protective 
affect  of  oral  contraceptives  against  peptic 
ulcers. 


6693 


PEPTIC  ULCEI^  DISEASE  AFTER  CHOLEDOCHO- 
JEJUNOSTOMY.   (E.)   McArthur,  M.  S. 

(U.  California  Sch.  Med.,  Los  Angeles)  and  W  P. 

Lo^gmire,  Jr.  Am.   J.   Surg.    122(2) : 155-158.  1971. 

The  effect  of  Roux-en-Y  choledochojejunostomy  on 
peptic  ulcer  formation  was  studied  in  97  patients 
who  underwent  this  procedure  for  benign  extra- 
hepatic  biliary  obstruction.   In  39  patients 
significant  complications,  including  peptic  ulcer, 
cholangitis,  infection,  or  significant  abdominal 
pain  of  unknown  cause,  developed.  Peptic  ulcer 
developed  postoperatively  in  10  patients  19 
duodenal,  1  gastric)  who  had  no  demonstrable 
ulcer  disease  or  symptoms  prior  to  the  development 
of  obstruction.  Ten  other  patients  had  upper 
abdominal  pain  suggestive  of  possible  ulcer 
disease,  but  etiology  was  never  establ ished.  The 
diagnosis  of  peptic  ulcer  was  established  radio- 
logically,  at  reoperation,  or  at  autopsy.  Pre- 
operative evaluation  of  peptic  ulcer  potential 
seems  warranted,  and  postoperative  protection  of 
patients  with  a  proclivity  to  ulcer  disease  seems 
essential , 

e(>Sk  GASTROSCOPY.   (E.)   Fruin,  R.  C  (VA 

Hosp.,  Hines,  Ml.).  Gastroenterology 
S\{k,   Pt.  2):632-63'»,  1971. 

Of  ysi*  patients  with  a  single  initial  ulcer 
studied,  601  (79.7^o)  were  subjected  to  gastroscopy 
with  visualization  of  the  ulcer  in  301  150. '■^J 
of  these.  Whether  or  not  the  ulcer  was  visualized 
did  not  differ  in  patients  examined  at  various 
Intervals  before  and  after  the  initial  X-^av 
study.  Gastroscopy  was  performed  within  10  days 
of  the  index  X-ray  study  in  ^439  (58.2^o).  The 
percentage  of  ulcers  visualized  was  30. Vo  in  the 
antrum  68.1^o  in  the  body  and  25.01  in  the  fundus. 
The  percentage  visualization  of  ulcers  also  .in- 
creased with  ulcer  size.  Gastroscopy  was  per- 
formed in  89  of  511  patients  (17. ^^^  within  a  few 
days  after  radiographic  demonstration  of  apparent 
healing  and  19  (21.3^o)  showed  a  shallow  residual 
defect.  Of  the  19,  5  had  a  recurrent  ulcer  at 
the  1-month  examination,  3  at  3  months  and  4_at 
6-2^4  months,  while  10  had  no  recurrences  during 
2  years  of  observation.  Of  a  total  of  23  m  the 
initial  sample  with  single  ulcers  who  had  cancer, 
18  had  been  gastroscoped.   In  these,  the  ulcer 
was  seen  in  6,  of  which  3  were  called  benign,  3 
indeterminate  and  none  malignant.  There  were  i 
cases  of  false-positive  diagnosis  of  cancer  by 
gastroscopy. 


6695      THE  EFFECT  OF  HEALING  ON  BILE  REFLUX 

IN  GASTRIC  ULCER.   (E.)   Black,  R.  B. 
(Welsh  Natl.  Sch.  Med.,  Cardiff),  G.  Roberts  and 
J.  Rhodes.  Gut   12(7):552-558,  1971. 

Bile  acid  concentrations  were  measured  in  the 
gastric  juice  of  patients  with  active  ulcers,  and 
later  when  the  ulcers  were  healing  or  healed,  and 
compared  with  those  in  normal  controls.   In  the_ 
patients  with  active  gastric  ulcers,  concentrations 
of  bile  acids  were  higher  in  both  fasting  and 
maximal  postprandial  states  (0-3.2  mM  and  0.1  - 
7  1»  mM)  ,  resp.  than  in  the  normal  control  group 
(0  -0.12  mM  fasting;  0  -  OM   mM)  ,  however,  some 
overlap  was  observed.  Bile  reflux  patterns  were 
markedly  different  between  these  2  groups.  Re- 
sults in  patients  with  duodenal  abnormality  and 
gastric  ulcer  did  not  differ  from  the  results  in 
patients  with  active  gastric  ulcers  only. 
Patients  with  healed  or  healing  ulcers  exhibited 
bile  acid  concentrations  similar  to  those 
observed  in  patients  with  active  ulcers.  Healing 
did  not  affect  bile  reflux  in  any  consistent  way. 
A  comparison  of  results  from  patients  when  their 
ulcers  were  active  and  healing  showeda  slight 
fall  in  the  mean  bile  acid  concentration  with 
healing.  This  difference  was  not  significant  for 
the  maximal  postprandial  levels  and  marginally 
significant  for  fasting  levels. 

6696      THE  EFFECT  OF  DIAZEPAM  ON  HUMAN  GASTRIC 

SECRETION.   (E.)   Birnbaum,  D. 
(Hadassah  Hebrew  U.  Hosp.,  Jerusal em) ,  F.  Karmel i 
and  M.  Tefera.  Gut   1 2 (8) :6l 6-61 8,  1971. 

Thirty  to  90  min  after  an  oral  dose  of  diazepam 
(10  mg),  a  significant  decrease  in.volume  and  in 
acid  output  was  observed  in  patients  with  duodenal 
ulcer,  when  compared  with  the  preceding  collection 
of  basal  gastric  secretion.  The  inhibitory 
effect  was  observed  during  the  5  hr  of  the 
experiment.  The  observed  decreases  in  both 
volume  and  acid  secretion  after  parenteral    _ 
administration  of  10  mg  of  diazepam  were  statisti- 
cally significant  when  compared  with  those  after 
placebo.  Administration  of  diazepam  fol lowi ng 
the  ingestion  of  calcium  carbonate  (8i40  mg) 
caused  a  prolongation  of  achlorhydria  from  22  to 
37  min.  The  lack  of  side  effects  which  are 
observed  with  diazepam  allows  an  increase  in  the 
dose  which  may  result  in  a  comparable  medical 
vagotomy"  during  the  night  hr.  Thus,  diazepam 
seems  to  be  beneficial  in  ulcer  therapy. 

6697      POSSIBLE  RELATIONSHIP  BETWEEN  SMOKING 
AND  PEPTIC  ULCER.   (E.)   Robert,  A. 

(Upjohn  Co.,  ^al  — '  :'-5-^,;;(^;2^J?r97"98 
j„  E.  Nezamis.  Nature    (Lond.)    233(5320)  .'♦J/  tyo, 

1971. 

The  effect  of  esophageal  infusion  of  acid,  acid 
and  nicotine,  and  nicotine  and  saline  on  the 
development  of  duodenal  ulcers  produced  by 
pentagastrin  and  carbachol  was  studied  in  rats 
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to  determine  a  possible  relationship  between 
smoking  and  peptic  ulcer.   When  acid  alone  was 
perfused,  duodenal  ulcers  were  found  in  3\Z   of 
animals.  When  nicotine  sulfate  was  also  given 
the  incidence  reached  33%.      The  ulcers  in  the 
animals  treated  with  acid  and  nicotine  were  also 
more  numerous  and  more  severe  than  those  in  animals 
receiving  acid  only.   Nicotine  alone  produced  no 
ulcers.   Nicotine  seemingly  sensitizes  the 
duodenum  to  the  ulcerogenic  property  of  acid 
flowing  through  the  stomach.   Nicotine  absorbed 
chronically  through  smoking  may  contribute  to 
ulcer  formation  and  to  ulcer  recurrences  by 
reducing  secretion  of  alkaline  pancreatic  juice 
in  response  to  secretin. 


gastritis  between  the  2  ulcer  types  persisted 
after  the  ulcer  was  healed,  whether  treatment 
was  medical  or  surgical.  The  distribution  of 
gastric  mucosal  changes  after  treatment  was 
similar  to  that  found  in  untreated  gastric  ulcer. 
Severe  atrophic  gastritis  and  intestinal  meta- 
plasia were  found  most  frequently  in  prepyloric 
and  mid-lesser  curve  biopsy  sites,  and  tended  to 
spread  proximally  in  treated  gastric  ulcer, 
particularly  after  surgery.  The  overall  frequency 
of  severe  changes  was  also  increased  in  the 
treated  group  whether  surgical  or  medical.   Thus, 
gastritis  may  be  the  basic  disease  process  and 
gastric  ulceration  is  a  secondary  phenomenon. 


6698      EFFECT  OF  HISTAMINE  AND  ASPIRIN  ON 

HEALING  OF  STANDARDIZED  GASTRIC  ULCERS 
IN  DOGS.   (E.)   Sugawa,  C.  (Wayne  State  U.  Sch. 
Med.,  Detroit,  Mich.),  C.  E.  Lucas  and  A.  J.  Walt. 
Surgery   70 C*) : 590-595,  1971. 

Gastric  ulcers  were  produced  by  intragastric 
acetic  acid  injection  in  dogs.  Gastroscopic 
examination  showed  that  while  the  rate  of  healing 
ofulcers  was  significantly  slower  after  histamine 
injection  than  in  controls,  the  histologic 
appearance  was  identical.   In  the  nonulcerated 
mucosa,  histamine  injections  caused  diffuse 
erosions  measuring  1-7  mm  in  diameter  and  1-2  mm 
in  depth  in  all  animals.   In  this  group,  periodic 
acid-Schiff  staining  of  the  superficial  mucosa 
cells  was  markedly  decreased  throughout  the 
stomach  but  most  strikingly  in  the  antrum.   In 
the  group  which  received  aspirin,  antral  ulcers 
healed  at  the  same  rate  as  the  control  ulcers. 
The  ulcers  in  the  body  of  the  stomach,  however, 
showed  significantly  delayed  healing.  The 
histologic  pattern  was  identical  to  that  of  the 
control  ulcers.   Within  a  week  of  aspirin 
administration,  7  of  8  dogs  developed  black-based 
erosions  measuring  1-8  mm  in  diameter  and  up  to  1 
mm  in  depth  in  the  body  of  the  stomach.   Mucin 
deficiency  during  aspirin  and  histamine  therapy 
may  play  a  role  in  the  delayed  healing  of  ulcers 
in  the  body  of  the  stomach. 


6700      STATUS  OF  DUODENAL  ULCER  PATIENTS  TEN 

YEARS  OR  MORE  AFTER  VAGOTOMY-PYLORO- 
PLASTY (V-P).   (E.)   Stempien,  S.  J.  (VA  Hosp., 
Long  Beach,  Calif.),  A.  E.  Dagradi,  E.  R.  Lee 
and  J.  H.  Simohton.  Am.    J.    Gastroenterol. 
56(2):99-108,  I971. 

The  long-term  results  and  effects  of  vagotomy- 
pyloroplasty  (V-P)  for  duodenal  ulcer  were 
evaluated  in  I6I  duodenal  ulcer  patients  who  had 
survived  10  yr  or  more  after  this  procedure. 
The  results  were  considered  satisfactory  when 
there  was  no  recurrence  of  ulcer,  and  no  post- 
operative sequels,  or  postoperative  sequels  that 
were  nond i sabl i ng ,  minimal,  or  responsive  to 
treatment.  The  overall  clinical  results  after 
initial  V-P  were  satisfactory  in  68.31  of  these 
cases.   When  the  patients  were  divided  into  a 
military  service-connected  group  (SC)  and  a  non- 
service  connected  (NSC)  group,  the  SC  group 
results  were  satisfactory  in  50%,  but  in  the  NSC 
group  they  were  satisfactory  in  80I.   Peptic 
ulcer  recurrences  were  noted  in  kh   patients 
(27.31),  with  recurrence  rates  of  kO.6%    in  the 
SC  group  and  18.51  in  the  NSC  group,  all  of  these 
being  associated  with  incomplete  vagotomy. 
Postoperative  sequels  accounting  from  unsuccessful 
results  also  showed  a  significantly  higher 
incidence  in  the  SC  group.  The  SC  veteran 
patient  seems  to  resist  surgical  solution  to  his 
ulcer  problem. 


6699      GASTRIC  ULCER  AND  GASTRITIS.   (E.)* 
Gear,  M.  W.  L.  (Gloucestershire  Roy. 
Hosp.,  England),  S.  C.  Truelove  and  R.  Whitehead. 
Gut   12(8): 639-645,  1971. 

Biopsies  were  taken  from  each  of  k   standard  sites 
in  the  stomachs  of  95  patients  with  untreated  or 
treated  (medically  or  surgically)  gastric  ulcer, 
using  a  fiberoptic  gastroscope,  to  study  the 
gastritis  associated  with  chronic  gastric  ulcer. 
Ulcers  of  the  body  of  the  stomach  were  associated 
with  more  extensive  and  more  severe  gastritis 
than  ulcers  of  the  prepyloric  region.   Prepyloric 
ulcers  were  associated  with  gastritis  which  was 
localized  to  the  distal  biopsy  sites  and  was  often 
superficial  with  little  evidence  of  atrophic 
changes  or  metaplasia.  The  difference  in 


6701      ELECTRICAL  STIMULATION  AND  INSULIN 

TESTS  USED  WITH  BILATERAL  SELECTIVE 
VAGOTOMY.  (E.)  Hollanders,  D.  (Burnley  Gen. 
Hosp.,  England).  Gut    1 2  (8) :629-631 ,  1971. 

The  results  of  insulin  tests  performed  10  days 
and  6-30  weeks  after  vagotomy  were  compared  and 
the  usefulness  of  the  electrical  test  as  compared 
with  the  insulin  test  was  assessed  in  50  patients 
with  chronic  duodenal  ulceration.   In  5  cases 
the  electrical  stimulation  test  indicated  that 
the  surgeon  had  been  unable  to  complete  vagotomy 
(positive  result).   The  first  insulin  test,  per- 
formed on  or  about  the  tenth  postoperative  day, 
provided  only  1  late  positive  response,  according 
to  the  criteria  of  Hollander,  and  that  in  a 
patient  whose  electrical  test  was  negative.   In 
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a  second  test  of  27  patients,  2  had  positive^ 
electrical  stimulation  tests  and  9  had  positive 
insulin  tests  (including  the  patient  who  had  a 
positive  insulin  test  previously).  Of  the  8  cases 
which  became  positive,  only  1  had  a  positive 
electrical  stimulation  test  result.  A  tliird 
insulin  test  performed  on  3  patients  yielded  the 
same  results  as  the  second  test.  The  routine 
use  of  the  electrical  test  in  these  patients 
seemingly  increased  the  incidence  of  adequate 
nerve  section. 

6702      SUCCINIC  DEHYDROGENASE  ACTIVITY  IN  SOME 

TYPES  OF  EXPERIMENTAL  ULCER.   (Rum.) 
Szilaavi  H.  (Inst.  Pharm.  Med.,  Cluj,  Rumania) 
and  c!  Mihailov.  SpitaluZ  8A(1) :75-78,  1971. 


6703 


VAGOTOMY  IN  DUODENAL  ULCER.   (Ger.) 
Eckmann,  L.  (Tiefenau  Hosp.,  Bern, 

Switzerland).  Sohueiz.  Med.    Woahensahr.    101(15) 

525-530,  1971. 


670l(      INFLUENCE  OF  XYLAMIDE  ON  BASAL  AND 

PENTAGASTRIN  STIMULATED  GASTRIC  SECRETION 
IN  PATIENTS  WITH  DUODENAL  ULCER.   (Por.) 
Assumpcao  Bicalho,  S.  (Fed.  U.  Minas  Gerais  Sch. 
Med.,  Belo  Horizonte,  Brazil)  and  L-'^e  Paula 
Castro.  Rev.   Assoc.   Med.   Bras.    17(2):57-59,  l^/i- 


6705 


POSTOPERATIVE  GASTRIC  DRAINAGE  IN  THE 
SURGERY  OF  GASTRODUOOENAL  ULCER.   (Sp.) 
Perez  Inigo  Quintana,  F.  (Milit.  Hosp.,  San 
Sebastian,  Spain).  Med.    Cir.    Guerra   33(2):27-31, 
1971. 


6706  CARBENOXALONE  D I  SODIUM  SALT  IN  THE 
TREATMENT  OF  PEPTIC  ULCER.  (Ger.) 
GObel,  D.  (Deaconess  Hosp.,  Karl sruhe-Ruppurr, 
Germany)  and  S. 
1971. 


Witte.  Med.   Welt   22(36)  :139't-1397, 


6711  LATE  RESULTS  OF  THE  TREATMENT  OF 
PERFORATING  GASTRODUOOENAL  ULCERS  BY 

THE  METHOD  OF  CLOSURE  AND  PRIMARY  RESECTION. 
(Rus.)  Smirnov,  B.  V.  Khirurgiia    (Mask.) 
'»7(3):7'»-78,  1971. 

6712  THE  ACID  FORMING  FUNCTION  OF  THE 
STOMACH  IN  PEPTIC  ULCER  PATIENTS. 

(Rus.)   Leia,  I.I.  Khirurgiia   (Mask.)   '♦7(3): 
55-61,  1971. 

6713  CRITERIA  OF  CHOICE  OF  THE  OPERATIVE 
TECHNIQUE  IN  PEPTIC  ULCER  PATIENTS. 

(Rus.)   Myshkin,  K.  I.  and  L.  A.  Frankfurt. 
Khirurgiia   (Mask.)   47(3):50-55,  1971. 

67 li*      SELECTIVE  VAGOTOMY  IN  DUODENAL  PEPTIC 

ULCERS.   (Rus.)   Arveladze,  A.  M., 
N  V.  Antelava  and  V.  G.  Kurdovanidze.  Khirurg^^a 
(Mask.)   '47(3):'«6-50,  1971. 


6715      PROXIMAL  SELECTIVE  VAGOTOMY. 
Fuks,  B.  I.  and  A.  I.  Getta. 
(Mosk.)   '♦7(3):'t2-'46,  1971. 


(Rus.) 

Khirurgiia 


6716  THE  TECHNIQUE  OF  VAGOTOMY  AND  RESECTION 
OF  THE  STOMACH  IN  PEPTIC  ULCER.   (Rus.) 

Saveliev  V.  S.  and  0.  A.  Umbrumiants.  Khirurg^^a 
(Mosk.)   it7 (3): 37-^42 ,  1971. 

6717  PEPTIC  ULCER  DISEASE.  AN  11-YEAR 
STUDY.   (E.)   Todd,  J.  R.,  Jr.  (George 

W  Hubbard  Hosp.,  Nashville,  Tenn.).  J.    Natl. 
Med.  Assoc.    63(l):'*0-'»2,  1971. 

6718  SURGICAL  TREATMENT  OF  SIMPLE  GASTRO- 
DUOOENAL ULCERS.  WHEN,  HOW,  WHY? 

(Fr.)  Sarrazin,  A.,  M.  Mercadier  and  J.  Cady. 
Concours  Med.    93(12) :2069-208l ,  1971. 


6707 


UNCOMPLICATED  GASTRODUOOENAL  ULCER. 
(Fr.)   Bonnet,  J.  L.  Rev.    Infirm. 
(Paris)   2l(i*):319-330,  1971. 


6708      SURGICAL  TREATMENT  OF  PEPTIC  ULCER  AND 
ITS  COMPLICATIONS.   (Hun.)   Rubanyi ,  P. 
(Semmelweis  Med.  U.,  Budapest,  Hungary). 
Orvoskepzes   '♦6(2) -.98-102,  1971. 


6709 


STRESS  ULCER.   (It.)   Valdoni,  P. 
Minerva  Med.   62(6) :230-236,  1971. 


6710 


COMBINED  GASTRIC  AND  DUODENAL  ULCERS 
MANAGED  BY  VAGOTOMY  AND  DRAINAGE.   (E.) 
Wasunna,  A.  E.  0.  (Western  Infirm.,  Glasgow, 
Scotland),  F.  Kennedy,  I.  E.  Gillespie  and  A.  W. 
Kay.  Lancet   1  (7702) -.722-725,  1971. 


A7iq      CLINICAL  AND  ANATOMOPATHOLOGI CAL 

^   ^  OBSERVATIONS  ON  THE  MALIGNANT  DEVELOPMEN 

OF  GASTRIC  ULCER.   (E.)   Kourias,  B.  G.  (Red 
J^oss  HOSP.,  Athens,  Greece)  and  N.  Papachara  ampc 
Arch.   Fr.   Mai.  App.   Dig.    6o(6-7) :309-3l8,  1971. 


6720 


A  STUDY  ON  A  RELATIONSHIP  BETWEEN  THE 
ANATOMICAL  CHARACTERISTICS  OF  THE 
GASTRODUOOENAL  JUNCTION  AND  THE  LOCATION  OF  _ 
DUODENAL  ULCER.   (Jap.)   Yoshikawa,  K.  (Jikei  U. 

Sch.  Med.,  Tokyo).  Nippon   «^^^«*^f ^"  f 5^0%  1 1 
Zasshi   (Jap.  J.   Smooth  Muscle  Res.)   6(4) :290-31 1 , 

1970. 


6721 


BLOOD  CLOTTING  CHANGES  DURING  GASTRIC 
RESECTION  FOR  ULCER  DISEASE  AND  THE 
ROLE  OF  ENDOTRACHEAL  ETHER  ANESTHESIA  IN  THEIR 
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DEVELOPMENT.   (Rus.)   Nikishenko,  A.  and  P.  V. 
Lis.  Klin.   Khir.    S\  W  ikSSl ,    1971. 

6722  POTASSIUM  AND  SODIUM  CONCENTRATION  IN 
THE  BLOOD  OF  PATIENTS  WITH  DUODENAL 

ULCER  DEPENDING  ON  THE  CHARACTER  OF  GASTRIC 
SURGERY.  (Rus.)  Zhukov,  B.  P.  Klin.  Khir. 
51('»):45-A9,  1971. 

6723  CAUSES  OF  SOME  COMPLICATIONS  AFTER 
GASTRIC  RESECTION  IN  ULCER  PATIENTS. 

(Rus.)   Komakhidze,  M.  E.,  T.  I.  Akhmetel i  and 
N.  G.  Dolidze.  Klin.   Khir.    5\  (k) -.kl-hii ,    197). 

6724  SELECTIVE  GASTRIC  VAGOTOMY  WITH  DRAINAGE 
IN  ULCER  TREATMENT.   (Rus.)   Ratner, 

G.  L.  and  I.  M.  Berezrn.  Klin,    Khir.    51(4):33-37, 


6725      SOME  PECULIARITIES  OF  SURGICAL  OPERATIONS 

FOR  REPEATED  PERFORATING  GASTRIC  AND 
DUODENAL  ULCER.  (Rus.)  Mazurik,  M.  F.  Klin^ 
Khir.    51(A):30-33,  1971. 


6726      REPEATED  OPERATIONS  AFTER  GASTRIC 

RESECTION  FOR  ULCERS.   (Rus.)   Danovich, 
F.  M.  and  V.  I.  Malkova.  Klin.   Khir.    51 (A): 
26-29,  1971. 


(Med.  Acad.  1st  Surg.  Clin.,  Lublin,  Poland)  and 
0.  Rakowska.  Pol.   Przegl.    Chir.   43(4) :631-634. 
1971. 


6730      BLEEDING  DUODENAL  ULCER  IN  A  HEMOPHILIAC 

WHICH  WAS  CONTROLLED  BY  GASTRIC  CRYO- 
THERAPY.  (Pol.)   Zalech,  H.  (Med.  Acad.  3rd 
Surg.  Clin.,  Lodz,  Poland)  and  A.  Joss.  Pol. 
Przegl.   Chir.    43(2) :255-257,  1971. 


6731      GASTROJEJUNOCOLIC  FISTULA  DUE  TO  BENIGN 

GASTRIC  ULCER  WITH  NO  PRIOR  SURGERY. 
(E.)   Friedman,  I.  H.  (Beth  Israel  Med.  Ctr., 
New  York,  N.  Y.),  H.  Lozman,  H.  Pfeffer  and  S. 
Rokofsky.  m  State  J,   Med.    71 (8) :884-886,  I97I. 


6732      BLEEDING  DUODENAL  ULCER  DURING  PREGNANCY. 

(E.)   Deborja,  C.  (Jewish  Hosp.  Med. 
Ctr.,  Brooklyn,  N.  Y.),  W.  S.  Calem  and  R. 
Pochaczevsky.  UY  State  J.   Med.    71 (8) :876-879, 
1971. 


6733      THE  CONSERVATIVE  TREATMENT  OF  PEPTIC 

ULCER  IN  THE  AMBULATORY  PATIENT  IN 
GENERAL  PRACTICE.   (Ger.)   Deyhle,  P.  (U. 
Erlangen-Nuremberg  Med.  Clin.,  Germany)  and  M. 
Classen.  Z.  Allgemein  Med.    47(15) :8l6-8l7,  I97I. 


6727 

Shekhter, 

Berezov. 

1971. 


RADIOLOGICAL  STUDY  OF  THE  STATE  OF  THE 
STOMACH  AFTER  VAGOTOMY.   (Rus.) 
I.  A.,  I.  V.  Varshavskii  and  I.  E. 
Vestn.   Rentgenol.  Radiol.    46(3):21-29, 


6728  CHANGES  IN  THE  ONE-STAGE  PROTHROMBIN 
TIME  IN  PATIENTS  SUBJECTED  TO  TOTAL  AND 

SELECTIVE  VAGOTOMY  FOR  DUODENAL  ULCER.   (Pol.) 
Lewicki,  K.  (Med.  Acad.  3rd  Surg.  Clin.,  Gdansk, 
Poland).  Pol.   Przegl.    Chir.    43(4) :559-563,  I971. 

6729  PERFORATION  OF  DUODENAL  ULCER  INVOLVING 
THE  HEPATIC  ARTERY.   (Pol.)   Sawa,  A. 


6734      CORRELATIONS  BETWEEN  THE  VALUE  OF 

AUGMENTED  HISTAMINE  TEST,  CLINICAL, 
AND  X-RAY  FINDINGS  IN  DUODENAL  ULCER.   (Ser.) 
Soljan,  N.  (Unlv.  Fac.  Med.  Sci.,  Zagreb, 
Yugoslavia).  An.   Bolniae  Dr.   M.   Stojanovio 
10(Suppl.  28):l-57,  1971. 


6735      STIMULATION  OF  GASTRIC  SECRETION  WITH 

BETAZOLE  (HISTALOG);  COMPARISON  WITH 
OTHER  STIMULANTS  OF  THE  GASTRIC  MUCOSA.   (Sp.) 
Cabellero  Corvacho,  J„  (Natl.  Med.  Ctr.  Pediatr. 
Hosp.,  Mexico  City,  Mexico).  Mediaina    (Mex.) 
51(1 109) :268-276,  1971. 


See  also  numbers:  6523,  7111 
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6736      PREOPERATIVE  DIAGNOSIS  OF  SMALL  BOWEL 

VOLVULUS  IN  ADULTS.   (E.)   Juler,  G.  L. 
(U.  California  Dept.  Surg.,  Irvine),  E.  A.  Stemmer 
and  J,  E.  Connolly.  Am.   J.   Gastroenterol.    5bU): 
235-2'»7,  1971. 

Forty  cases  of  small  bowel  volvulus  in  the  '♦0-70 
vr  age  group,  which  accounted  for  5%   of  cases  of 
intestinal  obstruction  in  a  hospital,  were  studied. 
Eight  cases  had  had  no  previous  surgery  and 
included  k   primary  mid-small  bowel  volvulus 
around  the  superior  mesenteric  artery,  2  cancers 
and  2  congenital  constricting  bands.  Thirty-two 
cases  had  had  previous  abdominal  operations. 
Appendectomy  and  gastric  surgery  accounted  for 
50^  of  all  surgeries.  Adhesions  or  bands  accounted 
for  15%   of  all  cases.  The  ileum  was  the  most 
common  (60%)  site  of  small  bowel  volvulus.  Bowel 
infarction  occurred  in  ^2.5^  of  the  cases.  There 
was  a  10^0  mortality  rate.  Most  had  an  acute 
onset  of  crampy  abdominal  pain  associated  with 
early  persistent  vomiting.  Abdominal  distention 
was  a  late  complaint  in  35°^  of  the  cases. 
Generalized  tenderness  and  absent  or  abnormal 
bowel  sound  were  usually  observed.  Significant 
laboratory  findings  were  leukocytosis  and 
albuminuria.  An  average  of  6  hr  longer  was  re- 
quired for  diagnostic  work-up  in  cases  with 
infarction.  Hesitancy  had  a  role  in  the  infarction 
and  mortality  rates,  since  patients  with_ infarct  ion 
arrived  at  hospital  h   hr  sooner,  yet  arrived  in 
the  operating  room  6  hr  later  than  noninfarcted 
patients. 

6737      PRE-ILEAL  TRANSPOSITION  OF  COLON  TO 

PREVENT  THE  DEVELOPMENT  OF  SHORT  BOWEL 
SYNDROME  IN  PUPPIES  WITH  90  PERCENT  SMALL 
INTESTINAL  RESECTION.   (E.)   Hutcher,  N.  E.  (Med. 
Coll   Virginia,  Richmond)  and  A.  M.  Salzberg. 
Surgery   70(2) : 189-197,  1971. 

Resection  of  90%  of  the  small  intestine  followed 
by  transposition  of  a  segment  of  colon  proximal 
to  the  remaining  small  intestine  was  performed 
in  purebred  beagle  puppies  in  order  to  prevent 
the  development  of  short  bowel  syndrome. _  Ten 
animals  (Group  II)  with  90%  small  intestine 
resection  had  a  60%  late  nutritional  mortality 
rate,  with  a  mean  time  of  death  of  50  days  and 
massive  diarrhea  and  weight  loss,  although  M 
animals  showed  progressive  weight  gam  i"  time. 
Fourteen  animals  (Group  III)  underwent  90/o 
resection  plus  colon  transposition  and  showed  no 
late  mortality  with  a  mean  follow-up  period  of  2Z0 
days.  These  puppies  all  exceeded  their  pre- 
operative weight  and  in  one  case  exceeded  the 
weight  of  non-operated  controls  (Group  1)  by  \0%. 
Cinefluorographic  studies  revealed  aperista  tic 
and  nonobstructive  transposed  colons  and  all 
resected  animals  demonstrated  a  decreased  transit 
time  from  pylorus  to  cecum,  whereas  Group  Ml 
animals  had  a  slower  (15-30  min)  transit  time  as 
compared  to  Group  II  (5-10  min).  While  the 


stools  for  Groups  II  and  III  were  abnormal,  those 
for  Group  III  had  a  much  firmer  consistency, 
lower  Ik   hr  weight  and  less  fat  excretion. 
Bacterial  cultures  revealed  a  more  exuberant 
growth  in  Group  III  animals  than  Group  II  animals. 
Histological  analyses  of  jejunal  sections  both 
at  the  time  of  resection  and  upon  re-exploration 
were  unremarkable.  Colon  transposition  may  be  a 
reasonable  alternative  in  the  surgical  management 
of  the  short  bowel  syndrome. 


6738 


CLINICAL  AND  IMMUNOLOGICAL  STUDIES  IN 
A  CASE  OF  NODULAR  LYMPHOID  HYPERPLASIA 

OF  THE  SMALL  BOWEL.   (E.)   Johnson,  B.  L.,  Jr. 

(U.  California  Sch.  Med.,  Los  Angeles),  L.  S. 

Goldberg,  M.  A.  Pops  and  M.  Weiner.  Gastroenterologi> 

6l(3):369-37'»,  1971. 

Clinical,  histological  and  immunological  para- 
meters were  investigated  in  a  '♦7-yr-old  woman 
with  hypogammaglobulinemia  and  nodular  lymphoid 
hyperplasia  (NLH)  of  the  small  bowel.  The 
patient  had  diarrhea,  giardiasis,  recurrent 
sinopulmonary  infections,  delayed  cutaneous 
hypersensitivity  and  generalized  hypogamma- 
giobulinemia  as  well  as  NLH  of  the  jejunum.   Immuno- 
logical studies  revealed  marked  deficiencies  of 
serum  IgG,  IgA,  and  IgM  levels  and  lymphocyte 
function  was  normal.  Histologic  sections  of  the 
jejunum  showed  the  lymphoid  nodule  to  contain 
immature  lymphocytes,  reticulocytes,  and 
histiocytes.   Immunoglobulins  were  not  identified 
in  a  typical  lymphoid  nodule  when  examined 
immunofluorescently  for  immunoglobulins  A,G  and 
M.  Although  IgA  was  found  to  be  present  inthe 
patient's  concentrated  saliva,  its  absence  is 
not  a  prerequisite  for  development  of  NLH.  The 
diarrhea  markedly  improved  with  quinacrine  _ 
therapy.  The  parameters  studied  in  this  patient 
provided  no  explanation  as  to  the  pathogenesis 
of  NLH  and  like  other  enteropathies  associated 
with  deficiencies  of  the  immune  system  may  have 
varying  degrees  of  clinical,  immunological  and 
histological  expression.  However,  the  absence 
of  giardiasis  with  quinacrine  and  subsequent 
halting  of  gastrointestinal  symptoms  implies 
that  this  pathogen  may  be  important  in  the 
production  of  symptoms  in  the  syndrome  presented. 

6739     ULTRASTRUCTURAL  LOCALIZATION  OF  IRON 

IN  THE  HUMAN  JEJUNUM  IN  IRON  OVERLOAD 
(BANTU  SIDEROSIS).   (E.)   Theron,  J.  J.  (Natl. 
Inst.  Nutr.  Dis.,  Pretoria,  South  Af.ca)  and 
R.  C.  P.  M.  Mekel.  Br.   J.    Haematol.    21 u;. 
165-171,  1971. 

Light  and  electron  microscopic  studies  were 
performed  on  jejunal  biopsies  taken  from  22 
patients  with  advanced  Bantu  siderosis.  Dense 
deposits  of  hemosiderin  were  found  in  the  "lis 
of  the  lamina  propria  (especially  the  macrophages) 
in  all  biopsies  examined  with  light  microscopy. 
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Lymphocytes  and  plasma  cells  in  the  lamina 
propria  did  not  contain  demonstrable  iron  deposits. 
In  the  apical  part  of  the  cytoplasm  of  the 
jejunal  absorptive  cells,  large  numbers  of  round, 
dense  bodies  were  seen.  These  bodies  corresponded 
to  the  dense  membrane-bound  ferritin  bodies,  the 
apical  vesicles  and  the  Golgi  vesicles  in  which 
the  ferrit in-iron  was  deposited.  The  ferritin 
bodies  which  were  shown  to  contain  acid  phosphatase 
were  identified  as  lysosomes.   The  epithelial 
intercellular  spaces,  the  cells  of  the  lamina 
propria  and  the  lumina  of  the  capillaries  also 
were  found  to  contain  ferritin  molecules.   Jejunal 
epithelial  cells  contained  electron-dense 
material  thought  to  be  hemosiderin  in  the  Golgi 
cisternae  of  the  concave  face  of  the  Golgi  complex. 

67'»0      THE  PEUTZ-JEGHERS  SYNDROME.   REPORT  OF 
TWO  CASES,  ONE  WITH  30-YEAR  FOLLOW-UP. 
(E.)   McKittrick,  J.  E.  (Santa  Barbara  Med. 
Clin.,  Calif.),  W.  M.  Lewis,  W.  A.  Doane  and 
W.  H.  Geriwg,  Jr.  Arah.    Surg.    103(0:57-62,  1971. 

Two  cases  are  briefly  reported,  one  requiring 
multiple  laparotomies  over  25  yr,  and  the  authors 
stress  the  preference  for  multiple  polypectomies 
over  resection  when  surgery  is  required.  They 
do  not  recommend  elective  surgery  for  asymptomatic 
polyps  in  the  stomach,  duodenum  or  small  intestine. 


67A1      TRANSCECAL  ILEOSTOMY.   (E.)   Chaimoff, 

D.  (Beilinson  Hosp.,  Petah  Tikva, 
Israel)  and  M.  Dintsman.  Arah.   Surg.    103(4): 
487-489,  1971. 

A  simple  method  combining  cecostomy  and  ileostomy 
is  described  in  6  patients  in  whom  prolonged 
drainage  of  the  small  intestine  was  necessary. 
The  method  involves  the  insertion  of  highly 
perforated  plastic  drain  tube  through  the  cecum 
wall  (usually  in  the  taenia  coli)  and  the  Bauhin's 
valve  into  the  small  intestine.  The  cecum  Is 
closed  with  a  triple  circular  suture  after  which 
the  cecum  is  sutured  around  the  opening  of  the 
lateral  abdominal  wall,  through  which  the  tube 
passes  outwards,  to  fix  it  firmly  and  prevent 
any  leakage  into  the  abdominal  cavity.  The  tube 
can  be  withdrawn,  after  which  the  cecal  opening 
may  close  within  a  few  days.   Of  the  6  patients 
treated,  there  was  no  mortality  which  could  be 
related  to  the  procedure  itself,  and  the  treat- 
ment was  considered  successful.  The  tube  was 
usually  removed  after  10  days,  with  rapid  healing 
of  the  incision.   In  none  of  the  cases  was 
drainage  prolonged  for  more  than  10-14  days 
following  removal  of  the  tube.  This  method  is 
easily  performed  and  seems  to  ensure  against 
immediate  leakage  as  well  as  the  possibility  of 
future  obstruction. 


6742      POLYARTHRITIS  IN  OBESE  PATIENTS  WITH 

INTESTINAL  BYPASS.   (E.)   Shagrin,  J.  W. 
(Henry  Ford  Hosp.,  Detroit,  Mich.),  B.  Frame  and 


H.  Duncan.  Ann.    Intern.   Med.    75(3) :377-380, 
1971. 

Seven  of  31  patients  who  had  intestinal  shunts 
for  the  control  of  obesity  developed  articular 
symptoms.   All  patients  with  bone  problems  had 
undergone  jejunocolostomy ;  no  subject  undergoing 
jejunoi leostomy  developed  articular  symptoms. 
There  was  no  correlation  between  stool  number 
and  articular  complaints.   The  principal  joints 
affected  were  the  hands,  wrists,  and  ankles, 
differing  somewhat  from  the  sites  most  commonly 
involved  in  the  arthropathy  of  ulcerative 
colitis  and  regional  enteritis  (knees,  sacrum, 
l-P  joints).   In  5  patients  the  duration  of 
articular  symptoms  was  several  months,  and 
resolution  was  complete  with  no  apparent  residual 
changes.   In  2  patients  a  rheumatoid  pattern  of 
arthritis  developed,  lasting  over  24  months. 
In  1  patient,  because  of  severe  articular 
symptoms,  reconst i tut  ion  of  the  bowel  to  normal 
anatomical  sequence  was  performed  with  subsequent 
relief  and  resolution  of  symptoms.   The  abnormal 
position  of  the  bowel  promoted  the  development 
of  arthritis  in  this  patient  in  some  way.   When 
evaluating  the  total  morbidity  of  surgical  shunt 
procedure  for  obesity,  the  possibility  of 
intestinal  bypass  leading  to  an  arthropathy  must 
be  considered. 


6743      EXPERIENCE  WITH  A  NEW  TECHNIC  OF 

INTESTINAL  BYPASS  IN  THE  TREATMENT  OF 
MORBID  OBESITY,   (E.)   Scott,  H,  W, ,  Jr. 
(Vanderbilt  U.  Med.  Ctr.,  Nashville,  Tenn.), 
H,  H.  Sandstead,  A.  B.  Brill,  H.  Burko  and  R.  K. 
Younger.  Ann.    Surg.    174(4) : 560-572,  1971. 

A  clinical  and  metabolic  appraisal  of  12  massively 
obese  patients  treated  by  jejunoileal  bypass  is 
presented.   In  9  patients  the  large  abdominal 
wounds  healed  per  primam  without  evidence  of 
seroma  or  infection;  however,  subcutaneous  wound 
infections  developed  in  3  patients  necessitating 
reopening  of  the  incision.   Low  fat  diet, 
restriction  of  fluids  with  meals  and  diphenoxylate 
hydrochloride  (5  mg)  3-4  times  a  day  resulted  in 
control  of  the  diarrhea  observed  during  the  early 
postoperative  period.   After  the  precipitous 
fall  in  weight  induced  in  most  patients  by  the 
operative  procedure  and  the  catabolic  effects  of 
the  immediate  postoperative  period,  a  majority 
of  the  patients  lost  weight  on  a  gradual  and 
steady  basis  during  the  follow-up  period. 
Patients  followed  from  3-6  months  have  lost  from 
54-75  pounds.   Following  surgery,  there  was  a 
great  increase  in  fecal  fat  with  a  concomitant 
drop  in  serum  carotene  and  serum  cholesterol 
levels.   These  patients  lost  more  fat  than  lean 
tissue,  particularly  after  6  months  when  they 
recovered  as  far  as  potassium  homeostasis  was 
concerned. 


6744      PEUTZ-JEGHERS  SYNDROME:   CLINICAL  AND 
ROENTGENOGRAPH  I C  FEATURES.   (E.) 
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Godard,  J.  E.  (Med.  Coll.  Wisconsin,  Milwaukee), 
W  J.  Doods,  J.  C.  Phillips  and  G.  T.  Scanlon. 

Am     J.   Roentgenol.   Radium  Ther.   Mel.   Med. 
113(2):3l6-32'4,  1971. 

Salient  features  of  Peutz-Jeghers  syndrome  are 
presented  based  on  experience  with  9  patients. 
The  mucocutaneous  pigmentation  in  Peutz-Jeghers 
syndrome,  inherited  as  an  autosomal  dominant,  is 
invariably  flat,  nonhairy  and  nonpruritic. 
Affected  individuals  usually  present  with 
gastrointestinal  symptoms  related  to  intussusception, 
the  most  frequent  presenting  symptom  being 
abdominal  pain.  The  occurrence  of  nausea,  vomiting 
and  abdominal  distention  indicates  persistent 
Intussusception  accompanied  by  intestinal 
obstruction.   Rectal  bleeding  and  frank  melena 
occur  in  30%  of  patients.  The  small  bowel  is 
Involved  in  more  than  95%  of  patients  and  the 
polyps  are  generally  multiple.   Peutz-Jeghers 
polyps,  generally  regarded  as  benign  nonproliferat ing 
hamartomas,  may  be  either  sessile  or  pedunculated, 
and  range  in  diameter  from  0.1  to  3.0  cm. 
Abnormal  plain  film  roentgenographic  findings, 
when  present,  are  caused  by  small  bowel  intussus- 
ception and  obstruction.   Demonstration  of 
gastrointestinal  polyps  requires  an  examination 
using  barium.-  The  features  of  Peutz-Jeghers 
syndrome  show  little  or  no  overlap  with  those  of 
other  hereditary  gastrointestinal  polyposis 
syndromes,  such  as  fami 1 ial -mul t iple  polyposis  or 
Gardner's  syndrome. 


normal.   Periods  of  sustained  deflection  comparable 
to  those  in  gastric  hypersecretors  were  seen  in 
2  patients  with  pancreatic  achylia  and  i  n  14  of  5 
untreated  patients  with  celiac  disease  but  not 
In  any  of  7  on  a  gluten-free  diet. 
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6745      INTRALUMINAL  pH  OF  DUODENUM  AND  JEJUNUM 

IN  FASTING  SUBJECTS  WITH  NORMAL  AND 
ABNORMAL  GASTRIC  OR  PANCREATIC  FUNCTION.   (E.) 
Benn,  A.  (Gen.  Hosp.,  Birmingham,  Eng.land)  and 
W.  T.  Cooke.  Saand.   J.    Gastroenterol.    bW: 
313-317,  1971. 

A  Cambridge  combined  glass  electrode  was  used  in 
normal  subjects  and-  in  patients  with  gastrointestinal 
diseases  to  measure  the  intraluminal  pH  values 
in  the  duodenum  and  jejunum,  and  compared  with 
those  of  aspirates  from  these  regions.  The 
variability  of  pH  was  less  in  the  in  situ  samples 
than  in  the  aspirates.   In  normals,  the  pH  in 
the  second  tO'fourth  parts  of  the  duodenum  (5 
subjects)  ranged  from  pH  5.8  to  7.0,  while  that 
in  the  duodenum  (9  subjects)  was  pH  5.8  to  7.2. 
In  11  patients  with  achlorhydria  (8  with  proven 
pernicious  anemia  and  3  with  intrinsic  factor 
deficiency  and  steatorrhea)  the  pH  ranged  from 
6.4  to  7.0.   In  normal  duodenum,  the  pH  by 
electrode  measurement  was  always  significantly 
greater  than  that  of  aspirates,  while  it  was 
significantly  lower  for  gastric  measurements  and 
not  significantly  different  for  jejunal  measure- 
ments.  Normal  tracings  were  seen  in  6  with 
duodenal  ulcers  and  normal  pancreatic  function, 
but  with  basal  acid  secretion  of  5-10  mEq/hr. 
In  4  patients  with  basal  secretion  of  more  than 
15  mEq/hr,  the  pH  tracing  at  the  duodeno-jejunal 
junction  showed -frequent  and  sustained  deflections 
at  an  acid  pH  for  7-10  min  before  returning  to 


REGIONAL  ENTERITIS  IN  EARLY  INFANCY. 

(E.)   Miller,  R.  C  (U.  Mississippi 
Med.  Ctr.,  Jackson)  and  E.  Larsen.  Am.   J.    Die. 
Child.    122(4)  :301-3n.  1971. 

Six  Infants,  seen  within  ah  iB-month  period  were 
described,  in  whom  the  symptoms  of  regional 
enteritis  were  observed  within  the  first  5  months 
of  life.   Each  of  these  infants  developed  pro- 
gressive small  bowel  obstruction  that  required 
laparotomy.   Four  of  the  infants  had  an  insidious 
onset,  over  a  period  of  days  or  weeks,  of 
intermittent  and  progressive  abdominal  distention, 
uncontrolled  diarrhea,  and  weight  loss.  Two 
infants  had  the  rather  abrupt  onset  over  the 
span  of  a  few  days  of  distention  and  intestinal 
obstruction  without  diarrhea.  Their  disease 
grossly  and  histologically  conformed  to  the 
descriptive  term  regional  enteritis:   an  acute 
and  chronic,  segmental,  transmural  inflammation 
of  the  distal  small  intestine  and  colon  was  of 
unknown  etiology.   Management  of  the  infant  with 
regional  enteritis  was  divided  into  3  phases: 
differential  diagnosis  and  control  of  diarrhea,  _ 
surgical  management  of  complications  and  adjunctive 
treatment  of  the  enteritis.   Steroids  or  non- 
absorbable intestinal  antibiotics  did  not  appear 
to  be  of  definite  benefit.   High  calorie  trans- 
venous  right  atrial  feeding  may  be  useful. 


A  STUDY  OF  NORMAL  AND  ISCHAEMIC  JEJUNAL 
MUCOSA  BY  SCAN  ELECTRON  MICROSCOPY. 
Rao,  S.  N.  and  A.  W.  Williams.  Proa. 
Univ.    Otago  Med.    Sch.    49(0:21-22,  1971. 


6747 
(E.) 


6748      HEMORRHAGE  FROM  A  POLYPOID  LIPOMA  OF 

DUODENUM.   (E.)   Lemer,  J-^  St.  Charles 
Hosp.,  London).  Proa.   R.    Soo.   Med.    64(4) :395, 
1971. 


6749 


RUPTURE  OF  AN  ANEURYSM  OF  THE  ABDOMINAL 
AORTA  INTO  THE  DUODENUM.   (Ger.) 

Raithe!,  D.  (U.  Erl angen-Nuremberg  Surg.  Clin. 

Germany).  Munah.   Med.    Woahenschr.    113U'*;: 

506-507,  1971. 

6750       INTERPOSITION  OF  A  JEJUNAL  SEGMENT: 

CLINICAL  ASPECTS.   (Por.)   De  Araujo 
Teixeira,  A.  M.  (Sch.  Med.,  Porto  Portugal ) . 
Medico   (Porto)   59(1026) : 369-387,  1971. 


6751 


BENIGN  TUMORS  OF  THE  SMALL  INTESTINE. 

(Rus.)   Antonovlch,  V.  B.,  T.  A. 
Tretlakova  and  V.  I.  lakushin.  Vestn.   RentgenoU 
Radiol.    46(3):29-34,  1971. 
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6752      MIDGUT  MALROTATION  CAUSING  INTESTINAL 

OBSTRUCTION  IN  ADULT  PATIENTS.   (E.) 
Devlin,  H.  B.  (Stockton  Thornaby  Hosp.,  Stockton 
on  Tees,  England).  Ann.   Ry.    Coll.    Surg.    Engl. 
48(i»):227-237,  1971. 


6762      LOCALIZED  GASTRO-DUODENAL  ILEUS: 

LEGUMES  IN  THE  BULB.   (E.)  Andersen, 
P.  T.  (Repatriat.  Gen.  Hosp.,  Concord,  Australia), 
Med.   J.  Aust.    1(13): 685-686,  1971. 


6753      OBSTRUCTIVE  INTRAMURAL  HEMATOMA  OF 

JEJUNUM:   AN  UNUSUAL  MANIFESTATION  OF 
A  SEAT  BELT  INJURY.   (E.)   Johnson,  L.  F. 
(Nebraska  Methodist  Hosp.,  Omaha),  C.  E.  Wilson 
and  J.  W.  Smith,  nehr.    State  Med.    J.    56(5): 
198-201,  1971. 


675A      INTUSSUSCEPTION  IN  PATIENTS  WITH  CYSTIC 

FIBROSIS.   (E.)   Holsclaw,  D.  S. 
(Child.  Hosp.  Med.  Ctr.,  Boston,  Mass.),  C. 
Rocmans  and  H.  Shwachman.  Pediatrics   48(l):51-58 
1971. 


6763      CARCINOID  TUMOR  OF  THE  SMALL  BOWEL  WITH 

VOLUMINOUS  CYSTIC  METASTASIS  TO  THE 
LIVER.   EXTIRPATION  OF  BOTH  TUMORS.   (Fr.) 
Saubier,  E.  C,  J.  A.  Brault  and  P.  Gaillard. 
Lyon  Chir.    66(6)  :'t'»5-AA8,  I970. 


6764      PATHOLOGICAL  AND  CLINICAL  STUDY  AND 

PROGNOSIS  IN  FIVE  CASES  OF  SMALL  BOWEL 
LEIOMYOSARCOMA.   (Fr.)   Peycelon,  R.  (Ed. 
Herriot  Hosp.,  Lyon,  France),  R.  P.  Correard,  F. 
Lesbros  and  G.  Mestrallet.  Lyon  Chir.    66(6): 
')20-ii26,  1970. 


6755.     A  CASE  OF  BLIND  LOOP  SYNDROME  FOLLOWING 

RESECTION  OF  THE  SMALL  INTESTINE  COM- 
BINED WITH  LATEROLATERAL  ANASTOMOSIS.   (Ger.) 
Appel,  A.  (Univ.  Surg  Clin.,  Frankfurt/M. ,  Ger- 
many), A.  Schmidt  and  P.  Strauss.  Med.   Monatssahr. 
25(4):174-175,  1971. 


6756      SMALL  BOWEL  PLICATION  ACCORDING  TO  THE 

CHILDS  AND  PHILLIPS  PROCEDURE.   48 
CASES.   (Fr.)   Hollender,  L.  F.  (Univ.  Cent. 
Hosp.,  Lyon,  France),  F.  Otteni  and  A.  Klein. 
Lyon  Chir.    67(1 )  :2'4-29,  1971. 


6757      PSYCHIATRIC  ASPECTS  OF  INFLAMMATORY 

BOWEL  DISEASE.   (E.)   Robinson,  M.  G. 
(Walter  Reed  Army  Inst.  Res.,  Washington,  D.  C). 
Gastroenterology   61 (3) :4l2-4l3,  I97I. 


6758      PNEUMATOSIS  CYSTOIDES  INTESTINALIS  - 

BULLOUS  EMPHYSEMA  OF  THE  INTESTINE.   A 
REVIEW  OF  THE  LITERATURE.   (E.)   Ecker,  J.  A. 
(Santa  Barbara  Med.  Clin.,  Calif.),  R.  G.  Williams 
and  K.  L.  Clay.  Am.   J.    Gastroenterol.    56(2): 
125-136,  1971. 


6759      TWO  UNUSUAL  CASES  OF  SMALL  BOWEL 

OBSTRUCTION  WITH  FATAL  OUTCOME.   (E.) 
Doy,  R.  W.  Cent.   Afr.   J.   Med.    17(4): 79-80,  I971, 


6765      CLINICAL  PICTURE-  AND  SURGICAL  TREATMENT 

OF  DUODENAL  STENOSIS  DUE  TO  A 
MESENTERIC  ARTERY  IN  ADULTS.   (Ger.)   Rued i ,  T. 
(Univ.  Surg.  Clin.,  Basel,  Switzerland)  and  M. 
Allgower.  Helv.    Chir.  Acta   38(3) :265-268,  1971. 


6766 
1971. 


6767 


ILEUS  AND  PSEUOO  OBSTRUCTION.-  (E.) 
Anonymous.  Br.   Med.   J.    2(5764) :727, 


PRIMARY  CANCER  OF  THE  SMALL  INTESTINE: 
A  PATHOLOGICAL  STUDY  OF  TWO  CASES. 

(It.)   Spinelli,  M.  (U.  Milan  Inst.  Anat.  Histol. 

Pathol.,  Italy),  S.  Ferrero,  G.  Zanelli  and  I. 

Onorante.  Morgagni  Riv.   Morfol.   Clin.    3(1): 

45-56,  1970. 


6768      TRAUMATIC  HEPATODI APHRAGMATI C  INTER- 
POSITION OF  THE  INTESTINE.   (Sl.) 
Carsky,  S.  (Charles  U.  Med.  Sch.  Bratislava, 
Czechoslovakia),  I.  Petras  and  L.  Kuzela.  Acta 
Chir.    Orthop.    Traum.    Ceah.    38(2) : 100-101 ,  1971. 


6769      INTESTINAL  PERFORATION  IN  THE  NEWBORN 
INFANT  AS  A  COMPLICATION  IN  UMBILICAL 
VEIN  INFUSION  OR  EXCHANGE  TRANSFUSION.   (E.) 
Sommerschild,  H.  C.  (Oslo  U.  Hosp.,  Norway). 
Surgery   70(4) :609-6l 3,  1971. 


6760     JEJUNAL  DIVERTICULA.   (E.)  Anonymous. 
Br.   Med.   J.    2(5764) :728,  1971. 


6770      FEEDING  JEJUNOSTOMY.   (E.)  Welch, 

R.  G.  (Queen  Elizabeth  Hosp.,  Woodville, 
Australia).  Aust.   NZ  J.   Surg.    4l(l):35-39,  1971. 


6761      SPONTANEOUS  PERFORATION  OF  THE  SMALL 

INTESTINE.  (Ger.)  Nef,  J.  (Canton 
Hosp.,  Aarau,  Switzerland).  Helv.  Chir.  Acta 
38(3):279-282,  1971. 
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6771      CARCINOIDOSIS  QF  THE  SMALL  GUT.   (Fr.) 

Stalport,  J.  (Chaussee  de  Liege  35, 
Huy,  Belgium),  A.  Dardenne,  P.  Letawe  and  J. 
Boddaert.  Acta  Gastroenterol.   Belg.    34(6): 
507-517,  1971. 
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6772 


ANGIOGRAPHY  IN  LE lOMYOMATOUS  NEOPLASMS 
OF  THE  SMALL  BOWELo   (E.)   Ramer,  M., 
H.  A.  Mi-tty  (Mt.  Sinai  Hosp.,  New  York,  N.  Y.) 
and  M.  G.  Baron.  M.   J,   Roentgenol.   Radium  Thev. 
mat.  Med.    113(2):263-268,  1971. 

6773      CHRONIC  ULCERATIVE  JEJUNOI LEITI S.   (E.) 

Karz,  S.  (525  Wilshire  Blvd.,  Santa 
Monica,  Calif.),  P.  H.  Guth  and  L.  Pol°"sky. 
Am.   J.   Gastroentevol.    56(l):61-67,  1971. 

677ii      POSSIBILITIES  FOR  DIGESTIVE  COMPENSATION 

AFTER  RESECTION  OF  DIFFERENT  PARTS  OF 
THE  INTESTINE.   (Rus.)   Vel ichenko,  V.  M. 
Zdravookhv.   Beloruss.    17(2):5-10,  1971. 


6783      OOZING  ULCER  OF  MECKEL'S  DIVERTICULUM 

AND  ITS  TREATMENT.   (Rus.)   Sitkovskn, 
N.  B.  and  G.  S.  Drach.  Klin.   Khir.    51  (3)  :38-'tl , 
1971. 

678'*      MORPHOLOGICAL  PECULIARITIES  OF  THE 

MUCOUS  MEMBRANE  OF  THE  SMALL  INTESTINE 
AFTER  GASTRIC  RESECTION.   (Rus.)   Zufarov,  K.  A., 
E  Ko  Shishova  and  V.  V.  Vaisbrot.  Khirwl>g^■La 
(Mosk.)   A7(3):68-7'»,  1971. 


6785 


CHRONIC  IDIOPATHIC  ULCERATIVE  ILEITIS 
IN  INFANCY.   (E.)   Harrison,  H.  E. 

(Johns  Hopkins  Hosp.,  Baltimore,  Md.),  G.  S. 

Spear  and  J.  P.  Dorst.  J.   ?ed%atr.    78(3): 

538-5'46,  1971. 


6775  OBSTRUCTIVE  ILEUS  DUE  TO  THE  EATING  OF 
ORANGES.   (Ger.)  Reichmann,  J. 

(Altenburg  Hosp.,  Germany).  Z.  Aerztl.   Fortbtld. 
(Jena)   65(1)  :12-1'*,  1971. 

6776  CONGENITAL  DUODENAL  OBSTRUCTION  FROM 
COMBINED  CAUSES.   (E.)   McGovern,  B. 

(809  Nix  Prof.  Bidg,  San  Antonio,  Tex.),  W.  T. 
Kemmerer  and  J.  H.  Shirley.  Tex.   Med.    67(3): 
64-68,  1971. 


6777 


R.   Soo. 


RADIATION  DUODENITIS.   (E.)   Burn,  J.J. 
(St.  Charles,  Hosp.,  London).  Pvoa. 
Med.   61*  (4):  395-396,  1971. 


6786      EXTENSIVE  RESECTIONS  OF  THE  SMALL  BOWEL 
(EXCEPT  THE  DUODENUM),   (Fr.)   Geffroy, 
U.  (Ch.  Nicolle  Hosp.,  Rouen,  France),  P.  Denis, 
R.  Colin  and  M.  Segrestin.  Gaz.   Med.   Fr.    78(1A): 
2253-2263,  1971. 


6787 


Med.   Ft. 


SMALL  BOWEL  TUMORS  (EXCEPT  THE  DUODENUM) , 
(Fr.)   Geffroy,  Y.  and  R.  Colin.  Gaz. 
78(1'*)  :2229-22'*0,  1971. 


SURGERY  OF  SPECIFIC  SMALL  BOWEL 
DISEASES.   (Ger.)   Lennert,  K.  A. 
Surg  Clin..  Frankfurt/M. ,  Germany).  Bruns 
Beitv.   Klin. 


6788 
(Univ. 


'chi'r.   218(5)  :'»30-'436,  1971. 


6778  DISTURBED  FUNCTION  OF  SMALL  INTESTINE 
EPITHELIUM  AND  RENAL  TUBULAR  EPITHELIUM 

IN  CHRONIC  DIARRHEA  IN  AN  INFANT.   (Pol.) 
Kanska,  B.  (Med.  Acad.  Inst.  Pediatr.,  Cracow, 
Poland),  D.  Fedeczko,  A.  Jelonek  and  H.  Szafran. 
Fediatr.   Pol.    46(3) : 365-368,  1971. 

6779  ACUTE  OCCLUSIONS  OF  THE  MESENTERIC 
ARTERIES.   (Ger.)   Lohnert,  J.  (Ruhr  U. 

Essen  Clin.,  Germany)  and  I.  Boettcher.  Med. 
Welt   22(13) :501-503,  1971. 

6780  COMBATING  PARALYTIC  INTESTINAL    ^„„^,„^, 
OBSTRUCTION  BY  INTRAVENOUS  ADMINISTRATION 

OF  A  3  75^  POTASSIUM  CHLORIDE  SOLUTION.   (Rus.) 
Mischuk,  I.  1.  Klin.   Khir.    51  (3)  :3'»-37,  1971. 

6781  COMPLICATIONS  OF  DUODENAL  DIVERTICULI. 
(Rus.)   Mamykin,.S.  N.  and  A.  M. 

Klunichenko.  Klin.  Khir.    51  (3)  :'»2-46,  1971. 


6782      PERFORATION  OF  THE  SMALL  INTESTINE  BY 

A  FOREIGN  BODY  IN  ASSOCIATION  WITH 
STRANGULATED  INGUINAL  HERNIA.   (Rus.)   Kharchenko, 
V.  0.  Klin.    Khir.    51(3):52,  1971. 


6789 


ISCHEMIC  LESIONS  OF  THE  SMALL  BOWEL. 

(Ger.)   Stirnemann,  H.  (U.  Bern  Surg. 
Clin.,  Switzerland)  and  J.  Laissue. 
Klin.   Chir.    218(5) :423-429,  1971. 


Bncns  Beitr. 


6790      SMALL  BOWEL  INJURIES  IN  CHILDREN  AFTER 

BLUNT  ABDOMINAL  TRAUMA.   (E.)   Kakos, 
G.  S.   J.  L.  Grosfeld  (New  York  U.  Sch.  Med., 
n!  Y*.j  and  T.  S.  Morse.  Ann.   Surg.    174(2): 
238-241,  1971. 


6791      CARCINOMA  OF  THE  DUODENUM, 

Magrassi,  F.  (Galliera  Hosp 
Italy),  M.  Bagnasco  and  M.  De  Gregori 
62(907-908) :69-74,  1970. 


(It.) 
, ,  Genoa, 

,  Pathologic 


6792  REPEATED  OPERATIONS  IN  PEUTZ  JEGHERS 
SYNDROME.   (Rus.)   Podoprigora,  A.  P. 

Khirn^rgiia  (Mosk.)   47(4) :  138-1 39,  1971. 

6793  RIGHT  PARADUODENAL  HERNIA  INTO  THE 
FOSSA  OF  WALDEYER,   (E.)   Sims,  W.G. 

(Piedmont  Hosp.,  Atlanta,  Ga.).  J'  E-  f^"J^  ^^^'^ 
and  S.  W.  Gray,  J.   Med.   Assoc.    G   60 (4) :  105-108, 

1971. 
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()73'*  INTRALUMINAL  DUODENAL  DIVERTICULUM. 

(E.)   Carrier,  J.  W.  (Cent.  Maine  Gen. 
Hosp.,  Lewiston)  and  C.  F.  Miller.  J,   Maine  Med. 
Assoc.   62(3):57-58,"  1971. 


6796      ROENTGEN  DIAGNOSIS  OF  MECKEL'S 

DIVERTICULUM.   (Rus.)   Gingold,  A.  Z., 
E.  I.  Tishler  and  V.  S.  Eidinov.  Vestn.   Rentgenol. 
Radiol.    '»6(l):'»8-50,  1971. 


6795      NEOPLASMS  OF  THE  SMALL  INTESTINE.   (E.) 

Cohen,  A.,  D.  McNeill,  J.  J.  Terz  and 
W.  Lawrence,  Jr.  (Med.  Coll.  Virginia,  Richmond). 
Am.   J.   Dig.   Dis.    16(9)  :8l  6-82'*,  1971. 


6797      A  METHOD  OF  RELAXATION  DUODENOGRAPHY 

WITH  THE  USE  OF  AERON.   (Rus.)   Sosina, 
B.  M.  and  A.  N.  Mikhailov.  Vestn.   Rentgenol. 
Radiol.    '46(3): 83-84,  1971. 


See  also  numbers:  6308,  6309,  6523,  6925 
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6798      RECURRENCE  OF  CROHN'S  DISEASE  AFTER 

PRIMARY  EXCISIONAL  SURGERY.   (E.) 
De  Dombal,  F.  T.  (Gen.  Infirm.,  Leeds,  England), 
I.  Burton  and  J.  C.  Gol igher.  Gut   1 2(7) :519-527, 
1971. 

The  overall  recurrence  rate  associated  with 
Crohn's  disease,  as  examined  in  a  series  of  168 
patients  who  had  undergone  primary  resection  for 
this  condition  from  1939-1968,  was  "ih.lX.     The 
age  of  the  patient  at  operation  was  inversely 
related  to  the  risk  of  recurrence.  Patients  with 
primary  large  intestine  disease  showed  less 
liability  to  develop  recurrence  than  patients 
with  predominant  small  intestine  involvement. 
Risk  of  recurrence  was  highest  after  small  in- 
testine resection  and  lowest  after  proctocolectomy, 
and  was  not  related  to  the  urgency  of  the  operation. 
Most  recurrences  developed  either  during  the 
first  yr  after  surgery,  or  some  5-15  yr  later. 
The  commonest  site  of  recurrence  was  in  the 
ileum,  usually  just  proximal  to  the  anastomosis. 
Such  a  situation  was  present  in  66^  of  the 
patients  with  recurrence.   Patients  with  early 
recurrence  had  a  shorter  history  of  symptoms  at 
operation,  and  a  graver  outlook  than  those  with 
late  recurrence.  Even  though  patients  with, 
recurrence  fared  worse  than  those  without  recur- 
rence, some  701  of  the  recurrent  cases  were  in 
good  or  very  good  health.  The  risk  of  further 
recurrence  after  a  second  or  third  operation  was 
no  greater  than  after  a  first  operation. 


radiological  symptoms  of  Crohn's  disease.  Of 
these  12  patients,  5  (2  with  ileitis  and  3  with 
colitis)  had  not  undergone  surgery,  and  7  surgi- 
cally-treated patients  had  recurrences  involving 
the  small  intestine  (6)  and  the  colon  (l).  Com- 
plications at  the  time  of  treatment  included 
fistulas  between  the  small  intestine  and  skin  (k 
patients),  a  rectovaginal  fistula  (1  patient), 
and  anal  or  perianal  lesions  (6  patients). 
Follow-ups  made  for  6  months  to  2  yr  showed  that 
3  patients  were  apparently  cured,  7  had  improved 
significantly,  and  2  had  improved  somewhat,  but 
required  surgery.   B.C.G.  treatment  has  been 
discontinued  for  6-I8  months  in  7  patients,  none 
of  whom  showed  any  evidence  of  recurrence. 


6800      TREATMENT  OF  CROHN'S  DISEASE  WITH  B.C.G. 

BIOLOGICAL  FINDINGS  AND  AN  ATTEMPT  TO 
INTERPRET  THEM.   (Fr.)   Geffroy,  Y.  (Charles 
Nicolle  Hosp.,  Rouen,  France),  R.  Colin,  P. 
Hecketswei ler  and  M.  Segrestin.  Arak.    Fr.   Mai. 
App.   Dig.    60(6-7) :299-308,  1971. 

Administration  of  Bacillus  Calmette-Guerin  (BCG) 
to  12  patients  with  Crohn's  disease  significantly 
increased  serum  immunoglobulin  G  and  A  levels. 
This  finding  appears  to  confirm  the  adjuvant 
effect  of  BCG  immunity  in  Crohn's  disease,  but 
the  site  of  action  was  not  established.  The 
favorable  effect  of  BCG  therapy  in  Crohn's 
disease  is  attributed  to  its  adjuvant  effect. 


6799      TREATMENT  OF  CROHN'S  DISEASE  WITH  B.C.G. 

CLINICAL  AND  RADIOLOGICAL  STUDY.   (Fr.) 
Geffroy,  Y.  (Charles  Nicolle  Hosp.,  Rouen,  France), 
R.  Colin,  P.  Hecketswei ler  and  M.  Segrestin. 
Arch.   Fr.  Mai.   App.   Dig.    60(6-7) :293-298,  I97I. 

Increasing  doses  of  Bacillus  Calmette-Guerin 
(BCG)  were  administered  at  intervals  of  k   days 
to  1  week  to  12  patients  with  clinical  and 


6801      IN-VITRO  INHIBITION  OF  LEUCOCYTE 

MIGRATION  IN  CROHN'S  DISEASE  BY  A 
SARCOID  SPLEEN  SUSPENSION.   (E.)   Willoughby, 
J.  M,  T.  (St.  Bartholomew's  Hosp.,  London)  and 
D.  N.  Mitchell.  Br.  Med.   J.    3(5767) : 155-157, 
1971. 


Subjects  consisted  of  18  patients  with  definite 
Crohn's  disease  (5  of  whom  were  receiving 
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corticosteroids),  f*  with  probable  Crohn's  disease 
(1  of  whom  was  on  steroids),  A  with  clinically 
definite  ulcerative  colitis  (2  of  whom  were 
receiving  steroids),  and  9  controls  with  a  variety 
of  medical  pathology,  none  of  whom  was  on  steroids. 
The  comparative  migration  indices  of  the  peripheral 
VJBC  from  each  of  the  patients  were  measured  in 
the  presence  of  Chase-St i 1 zbach  type  1  Kveim 
suspensions  prepared  from  normal  spleen,  and  from 
Chase-St il zbach  type  3  Kveim  suspensions  prepared 
from  sarcoid  spleens.  A  migration  index  of  0.8 
or  less  with  sarcoid  spleen  suspension  was  seen 
with  cells  from  66%  of  18  patients  with  definite, 
and  75%  of  '4  patients  with  probable  Crohn's 
disease.  No  such  Inhibition  was  seen  with  cells 
from  the  ulcerative  colitis  or  control  patients. 
None  of  the  groups  differed  significantly  from 
each  other,  using  the  normal  spleen  suspension. 
In  the  definite  and  probable  Crohn's  disease 
patients,  the  range  of  readings  was  significantly 
higher  In  those  receiving  steroids  than  In  those 
not. 


6802      TRANSMURAL  DISEASE  OF  THE  ALIMENTARY 

TRACT.   (E.)   Mathews,  J.  E.  (Scott 
White  Mem.  Hosp.,  Temple,  Tex.),  R.  F.  Peterson, 
J.  P.  Eberts  and  R.  R.  White,  knn.    Surg. 
966-970,  1971. 


173(6): 


680i»      CROHN'S  DISEASE:   A  PITFALL  IN  GASTRO- 
ENTEROLOGY.  (Fr.)   Maffioli,  C.  (CHU 
Dept.  Med.  Pathol.,  Reims,  France),  S.  Segal  and 
H.  Geoffrey.  Maroo  Med.    51  (5'»3)  :130-136,  1971. 


6805  CROHN'S  DISEASE.   (Rus.)   Belonosov, 

v.  P.  and  G.  .N.  Kuznetsova.  Khirurgiia 
(Mask.)   '♦7(3):85-91,  19"71. 

6806  CROHN'S  DISEASE.   (Fr.)   Kohler,  J.  J. 
(CHU  Gen.  Surg.  Serv.,  Strasbourg, 

France),  C  Lecerf  and  L.  F.  Hoi  lender.  J.   Med. 
Strasbourg   2(1): 17-20,  1971. 

6807  ACUTE  REGIONAL  ILEITIS  DUE  TO  ANISAKIS 
LARVAE.   (E.)  Hayasaka,  H.  (Sapporo 

Med.  Coll.,  Japan),  H.  Ishikura  and  T.  Takayama. 
Int.   Surg.    55(0 :8-U,  1971. 

6808      REGIONAL  ILEITIS  (CROHN'S  DISEASE). 

(Fr.)   Baulleux,  J.,  P.  Vulllard,  J. 
Venouil  and  L.  Fischer.  Cah.   Med.    Lyon   47(11): 
1067-1081,  1971. 

6809      URETERO  ILEAL  FISTULA  DUE  TO  CROHN'S 
DISEASE.   (E.)   Blumgart,  L.  H.  (Roy. 
Infirm.,  Sheffield,  England)  and  K.  Thakur. 
Br.   J.   Surg.    58(6)  :'469-'*70,  1971. 


6803      THE  CLINICAL  FEATURES  AND  PATHOGENESIS 

OF  SCLEROSING  REGIONAL  ILEITIS  (CROHN'S 
DISEASE)  IN  CHILDREN.   (Ger.)   Joppich,  G.  (Unlv. 
Pedlatr.  Clin.,  Gottingen,  Germany).   Z. 
Kinderahir.    10(1)  :'48-53,  1971. 


6810      ADENOCARCINOMA  OCCURRING  IN  CROHN'S 

DISEASE  OF  THE  SMALL  INTESTINE.   (E.) 
Papp,  J.  P.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor) 
and  II.  M.  Pollard.  Am.   J.    Gastroenterol. 
56(2): 149-156,  1971. 


See  also  numbers:  6801,  6832,  6996 
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6811      A  STUDY  OF  THE  RATIOS  OF  BILE  SALT 

CONJUGATES  OF  GLYCINE  TO  TAURINE  IN 
THE  JEJUNUM  AND  ILEUM  IN  PATIENTS  WITH  TROPICAL 
SPRUE.   (E.)   Kapadia,  C.  R.  (Christian  Med.  Coll 
Hosp.,  Vellore,  India),  A.  N.  Radhakrishnan, 
V.  I.  Mathan  and  S.  J.  Baker.  Saand.   J.    Gastro- 
enterol.  6('»):357-36l,  1971. 

Subjects  consisted  of  6  controls  and  8  patients 
with  tropical  sprue,  all  of  whom  were  on  a  diet 
of  50  g  fat/day.  All  controls  had  stool  fat 
excretion  less  than  5  g/24  hr,  normal  D-xylose 
and  vitamin  Bu  absorption  tests,  normal  jejunal 


biopsies  and  a  normal  upper  gastrointestinal 
series.  All  patients  with  tropical  sprue  had 
steatorrhea  (10-32  g/24  hr)  ,  D-xylose  malabsorpt loi 
abnormal  jejunal  biopsies  and  5  of  the  8_had 
vitamin  B,2  malabsorption.  The  mean  ratio  of 
glycine  to  taurine  conjugates  of  dl-  and  tri- 
hydroxy  bile  salts  in  the  upper  jejunum  was 
significantly  greater  In  those  with  tropica 
sprue  (6.2)  than  In  controls  (2.1);  in  the  lower 
jejunum  the  values  were  6.9  and  2.0,  resp.;  m 
the  upper  ileum,  3.6  and  1.7,  resp.   In  2  sprue 
patients  in  remission,  the  jejunal  values  were 
no  rma 1 . 
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6812      THE  RESPONSE  OF  INFANTS  TO  CARBOHYDRATE 
ORAL  LOADS  AFTER  RECOVERY  FROM  DIARRHEA. 
(E.)   Lifshltz,  F.  (U.  Maryland  Hosp.,  Baltimore), 
P.  Coel lo-Ramirez  and  M.  L.  Contreras-Gult lerrez. 
J.   Pediatr.    79('*)  :612-617,  1971. 

The  effect  of  oral  loads  of  carbohydrate  on  blood 
reducing  sugars  and  on  stool  patterns  was  studied 
in  A6  infants  recently  recovered  from  diarrhea. 
During  the  first  week  after  recovery  from  diarrhea, 
7  of  8  lactose-tolerant  patients  had  no  stool 
changes  detectable  after  the  disaccharide  oral 
load  but  35  of  the  38  lactose-intolerant  patients 
developed  diarrhea  with  acid  stools  and  carbo- 
hydrates in  the  feces.  The  responses  to  sucrose 
tolerance  tests  were  also  related  to  the  capacity 
to  tolerate  carbohydrates  during  the  acute  stage 
of  the  illness.  Normal  responses  to  maltose  and 
glucose  were  observed.  Patients  who  did  not 
have  any  changes  in  the  stool  pattern  during  the 
2k   hr  following  an  oral  lactose  load  had  a  mean 
increment  in  blood  reducing  sugars  of  more  than 
AO  mg%,  whereas  a  diminished  rise  occurred  in  the 
infants  who  developed  diarrhea.  The  time  when 
the  maximum  elevation  in  blood  sugar  occurred 
after  lactose  oral  loads  was  correlated  with  the 
development  of  diarrhea.  Those  patients  who  had 
a  delayed  type  of  blood  sugar  curve  were  those 
who  had  diarrhea,  acid  stools  and  excretion  of 
carbohydrates  in  \k   of  16  cases. 


6814      THE  DUODENUM  IN  CELIAC  SPRUE.   (E.) 

Nicolette,  C.  C.  (U.  Minnesota  Hosp., 
Minneapolis)  and  T.  E.  Tully.  Am.   J.   Roentgenol. 
Radium.   Ther.   Nual.   Med.    1 13(2)  :2'i8-25't,  I97I. 

Roentgenographic  changes  in  the  duodenum  of  30 
patients  with  celiac  sprue  were  reviewed  for 
diagnostic  verification  of  the  disease.  Duodenal 
abnormalities  consisting  mostly  of  thicl<ened 
mucosal  folds  associated  with  decreased  number 
and  asymetric  distribution  were  observed  in  25 
of  30  cases  of  eel iac  sprue.  These  changes  were 
most  often  localized  in  the  first  and  second 
portions  of  the  duodenum  with  gradual  transition 
to  a  normal  fold  pattern  in  the  transverse  portion. 
Six  patients  showed  varying  degrees  of  duodenal 
dilatation  in  association  with  the  above  findings 
and  only  1  patient  showed  duodenal  dilatation 
with  normal  mucosal  folds.  The  remainder  of  the 
small  bowel  exhibited  dilatation  in  29  of  30 
cases  and  in  3  cases  jejunal  and  ileal  mucosal 
thiclcening  was  evident.  Segmentation  and 
flocculation  were  very  infrequent  in  these 
patients  and  was  most  often  found  in  those 
patients  studied  with  micropul verized  barium. 
Celiac  sprue  produces  distinct  duodenal  changes 
that  are  manifested  roentgenographical ly  which 
may  aid  in  differentiating  this  disease  from 
other  diseases  of  the  small  intestine. 


6813      VITAMIN  E-DEPENDENT  ANEMIA  IN  THE 

PREMATURE  INFANT.   II,   RELATIONSHIPS 
BETWEEN  GESTATIONAL  AGE  AND  ABSORPTION  OF  VITAMIN 
E.  Melhorn,  0.  K.  (Babies  Child.  Hosp.,  Cleveland, 
Ohio)  and  S.  Gross.  J.   Pediatr.    79(4) : 58 1-588. 
1971. 

The  relationships  between  intestinal  absorption 
of  vitamin  E  and  gestational  age  were  studied  in 
186  premature  infants.  Ability  to  transport 
vitamin  E  across  the  intestinal  mucosa  was 
directly  related  to  the  gestational  age  of  the 
premature  infant  during  the  first  3  postpartum 
months.   Even  with  vitamin  E  supplementation, 
the  youngest  premature  infants  could  not  achieve 
vitamin  E  sufficiency.   Vitamin  E  absorption  in 
the  small  intestine  improved  as  the  chronologic 
equivalent  of  a  full-term  gestational  age  was 
approached  in  neonates  delivered  before  32  weeks 
of  gestation.   In  infants  with  a  birth  weight  of 
less  than  1500  g,  oral  administration  of  vitamin 
E  (25-100  U)  failed  to  raise  serum  vitamin  E 
levels  above  0.50  mq%   until  10-12  weeks  of  age. 
In  contrast,  infants  with  birth  weights  of  2001  - 
2400  g  not  supplemented  with  vitamin  E  had  serum 
vitamin  E  levels  above  0.50  mg%  after  the  second 
week  of  life.  When  ferrous  sulfate  was  combined 
with  orally  administered  vitamin  E  preparations, 
there  was  a  decrease  in  vitamin  absorption  4,  6* 
and  8  hr  after  administration  indicating  a  possible 
interference  by  iron  of  the  intestinal  absorption 
and/or  utilization  of  vitamin  E. 


6815      LACTOSE  ABSORPTION  AND  MUCOSAL 

OISACCHARIDASES  IN  CONVALESCENT 
PELLAGRA  AND  KWASHIORKOR  CHILDREN.   (E.) 
Prinsloo,  J.  G.  (Natl.  Inst.  Nutr.  Dis.,  Pretoria, 
South  Africa),  W.  Wittmann,  H.  Kruger  and  E. 
Freier.  Arah,    Dis.    Child.    46(248) :474-478,  I97I. 

Reports  of  lactose  intolerance  among  non-Caucasian 
people  has  led  to  caution  in  the  use  of  milk  in 
nutrition  programs.  Excessive  caution  against 
the  use  of  milk  may  lead  to  worsening  of  infantile 
malnutrition  in  developing  countries.   It  was 
shown  that  although  there  was  lactose  intolerance 
in  pellagra  and  kwashiorkor  patients,  lactose 
deficiency  was  not  necessarily  synonymous  with 
symptomatic  lactose  intolerance  if  the  threshold 
was  not  exceeded.   Serum  albumin  levels  were 
lower  than  normal  in  pellagra,  but  severely 
depressed  in  kwashiorkor.  Bantu  children  con- 
valescing from  kwashiorkor  (10  patients)  or 
pellagra  (12  patients)  were  given  oral  lactose 
and  glucose/galactose  tolerance  tests.   Lactose 
absorption  and  intestinal  disaccharidase  levels 
were  determined.   In  the  pellagra  group  impairment 
of  lactose  absorption  was  greater  and  intestinal 
lactase  levels  were  lower  than  in  the  kwashiorkor 
group.  Absence  of  diarrhea  with  moderate 
quantities  of  dietary  lactose  in  the  presence  of 
low  intestinal  lactase  levels,  but  lactose 
malabsorption  after  loading  is  significant  for 
nutrition  programs  in  non-caucas ian  children. 
Diarrhea  was  less  common  in  pellagra  than  in 
kwashiorkor  because  of  early  introduction  of  a 
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mixed  diet  in  pellagra,  and  a  milk  diet  in 
kwasiiiorkor. 

6816      THE  XYLOSE  EXCRETION  TEST  IN  NORMAL 

CHILDREN  AND  IN  PEDIATRIC  PATIENTS 
WITH  TROPICAL  SPRUE.   (E.)   Sant i ago-Borrero 
P  J.  (Univ.  Hosp.,  Caparra  Heights.  Puerto  Rico), 
R*  Santini,  Jr.  and  N.  Maldonado.  Ped^atr^cs 
^♦8(1) -.59-63,  1971. 

In  a  group  of  158  normal  Puerto  Rican  school 
children  (2.5  -  13  yr)  given  a  5  g  dose  of  D- 
xvlose  P.O.,  the  mean  value  for  the  5-hr  urinary 
xylose  excretion  test  was  I.'*',  g  (range  0  70  to 
2  30  g).  Seven  excreted  0.9  g  or  less  (la-^  of 
the  administered  dose)  and  this  was  also  the 
upper  limit  of  excretion  by  the  patients  with 
untreated  tropical  sprue.  Of  those  who  excreted 
less  than  1.0  g,  all  but  one  were  less  than  b.b 
yr  old   In  30  children  with  proven  untreated 
tropical  sprue,  the  mean  excretion  was  0.5'*  g 
(0  20  -  0.90  g).   In  17  with  proven  tropical  sprue 
treated  for  0.5  to  2.0  yr,  the  mean  excretion  was 
1  48  g  (1  00  -  2.30  g) .  The  lowest  value  in  this 
last  group  (1.00  g)  was  higher  than  the  lowest  7 
values  in  the  control  group. 

6817      ABNORMALITIES  IN  INTESTINAL  ELECTROLYTE 
TRANSPORT  IN  CONGENITAL  CHLORI DORRHOEAo 
(E  )  Turnberg,  L.  A.  (Roy.  Infirm.,  Manchester, 
England).  Out  \Hl)  :5hh-5S\ ,    1971. 

Direct  measurements  of  electrolyte  transport  rates 
were  made  in  the  jejunum  and  ileum  of  a  P^^ient 
with  congenital  chloridorrhea  using  a  tr. pie-lumen 
tube  perfusion  technique.  The  low  rate  of  con- 
tamination by  fasting  secretions  entering  the 
j-Jjunal  test  segment  (1-1  .^^  ml/min)  segmentfrom 
the  more  proximal  bowel  suggested  an  excessive 
secretion  from  stomach.  Neither  the  pancreas 
nor  the  liver  was  causing  the  chloridorrhea.   In 
contrast,  water  and  electrolyte  movement  in  the 
neum  wa;  clearly  abnormal.  Compared  to  the  normal 
eum,  which  can  absorb  chloride  until  the  uminal 
concentration  is  as  low  as  15  mEq/1 iter,  chloride 
was  secreted  in  this  patient  at  a  rate  of  10.4 
mEq/hr  when  the  mean  luminal  concentration  was 
Si*. 5  mEq/1  iter.  There  was  not  only  a  failure  to 
absorb  sodium  and  chloride  against  a  concentration 
gradient  but  also  evidence  of  secretion  of 
Ldium  and  chloride  into  the  lumen,  and  absorpt  on 
of  bicarbonate  in  the  absence  of  any  concentration 
gradients  for  these  ions.  With  absorption  of 
bicarbonate  from  the  plasma-like  electrolyte 
solution,  the  perfusate  became  more 
acid  as  it  passed  down  the  ileal  lumen,  in  con- 
trast to  the  slight  rise  in  pH  in  normals.   In 
the  stools,  chloride  concentration  was  greater 
than  normal,  bicarbonate  less  than  normal  while 
sodium  and  potassium  concentrations  were  normal. 
A  chloride/bicarbonate  exchange  actingin  the 
direction  of  chloride  secretion,  that  is,  in  tne 
opposite  direction  to  the  normal  anion  exchange 
is  probably  the  prime  mechanism. 


6818      LACTOSE  INTOLERANCE  FOLLOWING  EXTENSIVE 

SMALL  INTESTINAL  RESECTION.   (E.) 
Richards,  A.  J.  (Kings  Coll.  Hosp. ,  London) . 
J.  R.  Condon  and  C.  N,  Mallinson.  Br.  J,  Surg. 
58(7):'»93-'»9'«.  1971. 

The  possibility  of  lactose  intolerance  contributing 
to  diarrhea  and  steatorrhea  following  extensive 
small  intestinal  resection  was  studied  in  ^ 
patients.  Three  of  the  k   patients  had  flat 
lactose-tolerance  curves  with  normal  glucose- 
galactose  tolerance,  and  1  patient  developed 
abdominal  cramps  and  diarrhea  after  lactose   _ 
administration.  A  lactose-free  diet  for  a  period 
of  3  weeks  was  given  to  1  patient,  resulting  n 
a  decrease  in  the  weight  and  bulk  of  the  stools 
and  a  reduction  in  the  fecal  ^^t  (estimated  on 
a  5-day  stool  collection)  from  hi   g/2't  hr  to  29 
a/lh   hr.  The  number  of  bowel  actions  also  fell 
from  16  per  day  on  a  diet  restricted  in  fat  but 
not  in  lactose  to  9  per  day  on  a  lactose-free 
diet.  Possible  explanations  to  account  for 
lactose  intolerance  following  extensive  small 
bowel  resection  are:   rapid  passage  of  '"testinal 
contents  along  the  gut,  total  intestinal  lactase 
reduction  or  bacterial  overgrowth  in  the  small 
intestine.   It  may  be  necessary  not  only  to 
restrict  ingestion  of  fat  but  also  to  P-'o^'^e 
disaccharide-free  diets  for  this  group  of  patients. 
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STUDIES  IN  THE  ABSORPTION  AND  METABOLISM 
OF  FOLIC  ACID.   II.   HOMOCYSTINURI A. 
(E.)   Butterworth,  C.  E.,  Jr.,  C  >.^rumdieck 
and  C.  M.  Baugh.  Ala.   J.  Med.   Sc%.   8(l):30-'.3, 
1971. 

A  case  of  a  l^i-yr-old  boy  with  homocystinuria 
who  had  megaloblastic  anemia,  clinical  features 
of  gluten-sensitive  enteropathy,  steatorrhea,  and 
improvement  in  symptoms  while  on  folic  acid 
supplements  and  a  gluten-free  diet,  was  presented. 
The  clinical  features  of  a  second,  unrelated 
patient  whose  course  was  marked  by  severe  thrombo- 
embolic complications  was  also  presented   The 
pattern  of  excretion  of  urinary  fol ic  acid 
activity  in  an  11-yr-old  child  with  severe  mental 
retardation  and  2  past  episodes  of  frank  megalo- 
blastic anemia,  following  the  administration  of 
folic  acid,  suggested  the  presence  of  a  labile 
Slhylfola^e  pool,  with  a  hif  rate  o  turnover 
and  excretion  of  methyl tetrahydrofolate  n  the 
urine.  Radioisotope  data  indicated  fecal  and 
urinary  losses  of  38.5%  of  the  administered  dose 
Although  the  patient  appeared  to  retain  61 .5^o  ot 
the  2-^^C-fo1ate  administered,  the  urine  contained 
a  large  amount  of  nonradioactive  folate,  pre- 
sumably displaced  from  tissue  '''"'^ '?9  sites 
Therefore,  the  net  retent  on  or  P°s '  ^ '^^^Jf.^"" 
was  only  20.51.  Homocystinuria  '^/Pf  ^^^^lY 
due  to  a  genetically  determined  defect  in  the 
activity  of  enzyme  cystathionine  synthetase. 

6820      A  CASE  OF  INTESTINAL  VILLOUS  ATROPHY 
IN  A  10-MONTH-OLD  INFANT.   (Pol.) 


MALABSORPTION 


Musia1ow?cz,  J.  (Sllesian  Med.  Acad.  1st  Pediatr. 
Clin.,  Zabrze,  Poland),  F.  Sliwa  and  D.  Pawelek 
Krombholz.  Pediatr.    Pol.    A6(2) :201-205,  1971. 


6821      NEW  CONCEPT  ON  THE  PATHOGENESIS  AND 
NUTRITIONAL  THERAPY  OF  ENTERITIS  IN 
INFANCY.   (Ger.)   Schreier,  K.  (City  Pediatr. 
Clin.,  Nuremberg,  Germany)  and  U.  Porath.  Med. 
Emdhrung   12(6) :  121-126,  I971. 


6822      DIAGNOSIS  AND  TREATMENT  OF  COELIAC 

DISEASE  IN  CHILDHOOD.   (E.)   Townley, 
R.  R.  W.  (Roy.  Child.  Hosp.  Res.  Found.,  Melbourne, 
Australia).  Med.   J.  Auet.    1 (13) :696-698,  I97I. 


Liebig  U.,  Giessen,  Germany).  Therapiewoahe 
21(16):1276-1278,  1971. 


6827      TREATMENT  OF  DISTURBANCES  OF  FAT 

ABSORPTION  IN  INFANTS  AND  CHILDREN  BY 
MEDIUM  CHAIN  TRIGLYCERIDES.   (Ger.)   Derbacher,  D, 
(City  Pediatr.  Clin.,  Furth,  Germany).  Med. 
Emdhrung   12(4)  :75-79,  1971. 


6828      MALABSORPTION  IN  SYSTEMIC  LUPUS 

ERYTHEMATOSUS,   (E.)   Bazinet,  P.  (U. 
Pennsylvania  Gen.  Hosp.,  Philadelphia)  and  G.  A. 
Marin.  Am.   J.   Dig.   Die.    16(5)  :'»60-'»66,  1971. 


6823      THE  CLINICAL  PICTURE  AND  TREATMENT  OF 
COW  MILK  ALLERGY.   (Ger.)   Osvath,  P. 
(Univ.  Pediatr.  Clin.,  Szeged,  Hungary)  and  V. 
Markus.  Monatssahr.   Kinderheilkd.    1 19(5) : I65-I69 
1971. 


6829      CHANGES  IN  PANETH  CELLS  IN  SOME  ENTERO- 
PATHIES WITH  MALABSORPTION.   (it.) 
Canepa,  M.  (U.  Genoa  Inst.  Pathol.  Anat.,  Italy), 
D,  Buffa  and  G.  Marenco.  Pathologiaa   62(907-908): 
65-67,  1970. 


682'*      PROTEIN-LOSING  ENTEROPATHY  ASSOCIATED 

WITH  ARSENIC  POISONING.   (E.)   Kobayashi, 
A.  (Natl.  Child.  Hosp.,  Tokyo)  and  Y.  Ohbe.  Am. 
J.   Die.   Child.    121(6):515-517,  1971. 


6825      CLINICAL  STUDY  OF  THE  CELIAC  DISEASE  IN 

ADULT  PATIENTS:   CLASSICAL  FEATURES 
AND  ATYPICAL  FORMS.   (Fr.)   Thys,  0.  (St.  Pierre 
U.  Hosp.,  Brussels,  Belgium)  and  P.  Mainguet. 
Aata  Gastroenterol.   Belg.    lh((>)  •.k12-h2>'i,    1971. 


6826      TREATMENT  OF  DISEASES  OF  THE  SMALL 

INTESTINE.   (Ger.)   Kasper,  H.  (Justus 


6O3O      TISSUE  ANTIBODIES  IN  DERMATITIS 

HERPETIFORMIS  AND  ADULT  COELIAC  DISEASE. 
(E.)   Seah,  P.  p.  (St.  Mary's  Hosp.,  London),  L. 
''/^'  ^♦  yvHoffbrand  and  E.  J.  Holborow.  Lanoet 
1  (7704):83't-836,  1971. 


6831      MALABSORPTION  IN  CONSTRICTIVE  PERICARDITIS. 

(E.)   Khattri,  H.  N.,  S.  S.  Mahapatra 
and  A.  K.  Sehgal.  Bull.    Postgrad.    Inst.   Med,    Ed. 
Res.    Chandigarh   '♦('j) :  I67-I68,  I970. 


See  also  numbers:   6536,  7150 
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6832      ELECTRON  MICROSCOPY  IN  CROHN'S  DISEASE. 

(E.)  Aluwihare,  A.  P.  R.  (St.  Marks 
Hosp,,  London).  Out   12(7) :509-5l8,  1971. 

Specimens  taken  at  operation  or  by  sigmoidoscopy 
from  16  patients  with  Crohn's  disease  of  the 
colon  were  studied  by  electron  microscopy  and 
compared  with  light  microscopic  findings.  A 
heavy  infiltration  of  inflammatory  cells  was 
observed  in  the  lamina  propria,  and  near  areas  of 
ulceration;  the  basal  parts  of  the  epithelium 
lost  their  integrity.  Most  of  the  components  of 
the  lamina  propria  did  not  differ  significantly 
from  those  in  the  normal  colon.   In  the  submucosa 
and  muscle  coats  there  was  increased  edema  and 
intercellular  fibrosis  with  patchy  infiltration 
by  inflammatory  cells.   Fourteen  percent  of  the 
lymphocytes  in  the  colon  in  Crohn's  disease 
showed  a  prominent  cartwheel -1 i ke  structure  in 
the  nucleus  which  was  identified  as  the  nucleolus 
(vs  h%    in  the  normal  colon).   Other  changes 
observed  in  Crohn's  disease  included:   increased 
proximity  of  lymphocytes  to  macrophages  and 
epithelioid  cells,  an  increase  in  the  metabolic 
activity  of  epithelioid  cells  and  the  appearance 
within  epithelioid  cells  of  vesicles  containing 
acid  phosphatase  but  little  visible  debris.  Of 
11  cases  of  Crohn's  disease  in  which  specimens 
were  taken  away  from  the  ulcerated  or  diseased 
bowel,  6  showed  clusters  of  bacteria  in  the 
deeper  layers  of  the  colon.   Light  microscopic 
examinations  of  these  areas  revealed  no  gross 
abnormality.  A  disordered  immune  state  may 
exist  In  these  patients,  allowing  for  the  entrance 
of  relatively  innocuous  fecal  bacteria  into  the 
wall  of  the  colon  which  produces  the  picture  of 
the  disease. 


6833 


ROENTGEN  FINDINGS  IN  INTESTINAL 
GANGLIONEUROMATOSIS.   ITS  ASSOCIATION 
WITH  MEDULLARY  THYROID  CARCINOMA  AND  PHEOCHROMOCYTOMA, 
(E.)   Anderson,  T.  E.  (Yale  U.  Sch.  Med.,  New 
Haven,  Conn.),  T.  J.  Spackman  and  S.  S.  Schwartz. 
Radiology   101 (1 ): 93-96,  1971. 

A  15-yr-old  boy  who  presented  with  chronic 
diarrhea,  intestinal  gangl ioneuromatosis,  mucosal 
neuromas,  and  medullary  thyroid  carcinoma  is 
reported.   Barium  studies  of  the  colon  revealed 
an  abnormal  haustral  pattern,  thick,  coarse 
mucosal  folds  on  postevacuat ion  films,  and 
diverticula.  Some  of  these  radiologic  changes 
seem  to  reflect  a  functional  abnormality  of  the 
muscularis  mucosa  and  outer  muscle  layers  which 
also  could  contribute  to  the  development  of_ 
diverticula.  Furthermore,  intestinal  gangl io- 
neuromatosis may  cause  initial  constipation 
followed  by  chronic  diarrhea  resulting  from  a 
manifestation  of  the  medullary  thyroid  carcinoma. 


6834      EPIDEMIOLOGY  OF  CANCER  OF  THE  COLON 

AND  RECTUM.   (E.)   Burkitt,  D.  P.  (172 


Tottenham  Court  Road,  London).  Cancer   28(1): 
3-13,  1971. 

African  countries  were  compared  with  Western 
countries  in  an  epidemiological  study  of  cancer 
of  the  colon  and  rectum.   Results  showed  cancer 
of  the  colon  and  rectum  to  be  closely  associated 
with  other  noninfectious  diseases  of  the  bowel 
(benign  tumor,  diverticular  disease,  and 
appendicitis)  and  hemorrhoids,  in  geographical 
distribution,  historical  rise  in  incidence  and 
in  individual  patients.  This  indicates  that 
these  conditions  may  have  a  common  or  related 
etiology.  There  is  a  close  relationship  between 
bowel  cancer  and  economic  development,  and  the 
operative  factors  are  probably  alterations  in 
dietary  patterns.  These  diseases  were  more 
common  in  Western,  highly  developed  communities 
existing  on  low  residue  diets.  Dietary  fiber 
affects  intestinal  transit  time,  and  the  bulk, 
consistency  and  bacterial  flora  of  the  feces. 
Carcinogens  produced  by  the  action  of  an 
abnormal  bacterial  flora  when  held  for  a  pro- 
longed period  in  a  concentrated  form  in  contact 
with  the  bowel  mucosa  may  account  for  the  high 
incidence  of  colonic  and  rectal  cancer  in 
economically  developed  countries. 


6835      ISCHEMIC  COLITIS  WITH  PERFORATION. 

(E.)  Moss,  A.  A.  (U.  California  Sch. 
Med.,  San  Francisco)  and  A.  R.  Margulis.  Am.    <7. 

Roentgenol.   Radium  Ther.   Nual.   Med.    113(2): 
338-3^2,  1971. 

Three  patients  with  ischemic  colitis  and  un- 
suspected colonic  perforation  are  reviewed. _ 
Initial  clinical  findings  were  comparable  with 
those  reported  in  the  literature;  however,  all  3 
patients  experienced  repeated  episodes  of  pain, 
diarrhea,  and  bleeding,  which  suggested  continua- 
tion of  acute  disease.   Clinical  symptoms  lasted 
from  3  weeks  to  3  months  without  evidence  of 
remission  or  rapid  progression.   Histologic 
evaluation  of  resected  specimens  demonstrated   _ 
evidence  of  subacute  and  chronic  ischemic  colitis 
with  colonic  retroperitoneal  perforation.   Initial 
plain  roentgenograms  revealed  evidence  of  a  mass 
in  the  area  of  the  perforation.  No  intramural 
or  free  peritoneal  air  was  seen.   None  of  the 
segments  of  perforated  colon  was  dilated.  A_ 
barium  enema  examination  revealed  a  perforation 
with  retroperitoneal  extravasation  of  barium  in 
all  cases.  The  colon  in  the  region  of  the 
perforation  was  edematous  and  ulcerated,  and 
submucosal  nodularities  were  evident. 


6836      FAMILIAL  POLYPOSIS  OF  THE  COLON.  A 

FOUR-DECADE  FOLLOW-UP.   (E.)   Sachatello, 
C  R  (U.  Kentucky  Med.  Sch.,  Lexington). 
c'anaer   28(3)  :58l-587.  1971. 

A  follow-up  of  a  familial  polyposis  kindred  first 
recognized  in  1930  is  reported.  Five  of  6 
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children  with  familial  polyposis  subsequently 
died  of  colorectal  carcinoma  at  ages  20,  16,  18, 
15  and  23.  The  clinical,  pathologic,  and  genetic 
aspects  of  familial  polyposis  of  the  colon  have 
become  more  sharply  defined  in  recent  years.   It 
is  transmitted  as  an  autosomal  dominant  with  a 
high  degree  of  penetrance  and  variable  age- 
dependent  expressivity.   The  typical  colon  will 
be  studied  with  numerous  or  even  uncountable 
sessile  or  pedunculated  (].5  cm  or  less  in  size) 
polypoid  lesions.   Microscopically,  mostly  found 
to  be  adenomatous  polyps,  they  usually  antedate 
the  development  of  colorectal  cancer  by  10-15  yr. 
The  colorectal  cancers  which  develop  in  familial' 
polyposis  are  most  common  in  the  rectosigmoid 
region,  similar  to  colorectal  cancer  in  the 
general  population.   Duodenal  lesions  are  the 
second  most  common  malignancy  in  familial  polyposis, 
Fibrous  tissue  overgrowth,  especially  when  intra- 
mesenteric,  may  lead  to  morbidity  and  death. 
Extra-colonic  lesions  such  as  osteomas,  desmoid 
tumor,  epidermoid  inclusion  cysts  and  dental 
abnormalities  are   noted  frequently.   Two  reasonable 
approaches  to  patients  with  familial  polyposis 
of  the  colon  are  abdominal  colectomy  and  ileo- 
proctostomy,  or  proctocolectomy  and  permanent 
i leostomy. 


6837      ROENTGENOLOGIC  EXAMINATION  IN  THE 

DIAGNOSIS  AND  TREATMENT  OF  COLON 
VOLVULUS.   (E.)   Kerry,  R.  L.  (St.  Joseph  Mercy 
Hosp.,  Ann  Arbor,  Mich.),  F.  Lee  and  H.  K.  Ransom. 

Am.   J.  Roentgenol.  Radium  Ther.   mat.   Med. 
113(7)  :3')3-3W,  I97I. 

The  diagnosis  of  colon  volvulus  was  made  by 
roentgenologic  examination  in  721  of  100  cases 
having  123  episodes,  with  an  almost  equal  inci- 
dence of  cecal  and  sigmoid  involvement.   Flat, 
upright  and  decubitus  roentgenograms  were  most 
useful  in  complete  evaluation.   Marked  colon 
distention  was  suggestive  of  colon  volvulus  and 
the  bird-beak  or  omega  sign  deformity  was  pathogno- 
monic when  present.   The  overall  recurrence  rate 
was  \S%,   while  recurrence  after  conservative 
treatment  was  (>2%   and  zero  after  operative  treat- 
ment. The  total  mortality  rate  was  171,  with 
101  found  in  the  cecum,  33|  in  the  transverse 
colon,  and  1\%    in  the  sigmoid  colon  cases. 


6838      THE  ROENTGENOGRAPH  I C  DIAGNOSIS  OF 
VILLOUS  TUMORS  OF  THE  COLON.   (Eo) 
Turek,  R.  E.  (U.  Nebraska  Coll.  Med.,  Omaha), 
W.  C.  Davis,  W.  J.  Wilson  and  R.  0.  Olson,  Jr. 

Am.   J.   Roentgenol.  Radium  Ther.   Nuol.   Med.    113(2) 
3't9-351,  1971. 

Roentgenograph ic  findings  of  50  patients  were 
evaluated  to  determine  criteria  for  establishing 
whether  villous  tumors  of  the  colon  are  benign 
or  malignant.   Of  50  barium  enema  examinations 
studied,  20  lesions  ranging  in  size  from  1.3  x  2 
cm  to  3.5  x  9  cm  were  demonstrated  at  sites  that 
were  later  determined  to  be  in  the  area  of  a 


resected  villous  tumor.   Most  of  the  lesions 
were  either  single,  polypoid  or  filling  defects. 
Of  the  20  tumors  detected,  10  were  benign  and  10 
malignant.   Three  of  7  tumors  2  -  5  cm  in 
diameter  and  5  of  9  greater  than  5  cm  in  diameter 
were  malignant.   In  30  cases  with  a  resected 
lesion  not  detected  on  routine  or  air  contrast 
barium  enema  studies,  15  polyps  were  less  than  1 
cm  in  diameter  and  25  were  less  than  2  cm  in 
diameter.   No  significant  difference  between  the 
benign  and  malignant  group  was  noted  roentgeno- 
graphically  on  the  basis  of  size  and  shape  alone. 
In  addition,  the  presence  or  absence  of  lobulated 
surfaces,  indented  or  well  defined  bases  were 
not  helpful  in  determining  the  malignancy  of  the 
tumors.  The  only  valuable  finding  was  the  presence 
or  absence  of  a  pedicle,  which  was  present  in  5 
of  the  benign  cases  and  in  only  2  of  the  malignant 
cases.  Barium  enema  examination  alone  is 
seemingly  not  sufficient  to  determine  the 
malignancy  of  villous  tumors  of  the  colon;  how- 
ever, a  large  sessile  rigid  lesion  with  a  demon- 
strated ulcer  seems  to  strongly  suggest  a 
mal  ignant  lesion. 


6839      ULTRASTRUCTURE  OF  MYENTERIC  PLEXUS  IN 

LIPIDOSES  OF  CHILDREN:   FURTHER 
APPROACH  TO  A  SPECIFIC  DIAGNOSIS  BY  RECTAL  BIOPSY. 
(Eo)   Kamoshita,  S.  (U.  Tokyo  Dept.  Pediatr.) 
and  B.  H.  Landing.  Paediatr.    Univ.    Tokyo    (18): 
69-78,  1971. 

At  autopsy,  rectal  tissue  was  obtained  from 
children  with  lipidoses  for  electron  microscopic 
examination  of  the  myenteric  plexus.   In  Tay-Sachs 
disease  all  neurons  in  the  myenteric  plexus 
contained  membranous  cytoplasmic  bodies  (MCB) 
identical  to  those  in  the  CNS,  but  were  fewer  in 
number,  and  the  nuclei  were  more  irregular  than 
those  in  cortical  neurons.   In  Jansky-Biel showsky 
disease,  the  neurons  were  small  and  some  were 
compactly  packed  with  irregular-shaped,  moderately 
dense  inclusions,  and  MCB-like  structures  were 
rare.   In  generalized  gangliosidosis,  some  of  the 
neurons  were  filled  with  MCB.   In  Niemann-Pick 
disease,  the  MCB  were  well-preserved  and  con- 
spicuous, variable  in  size  and  their  lamellar 
structures  were  simpler  than  those  seen  in  Tay- 
Sachs  disease.   In  Wolman's  disease  the  neurons 
were  characterized  by  multiple  vacuoles,  which 
were  variable  in  size,  most  being  empty,  while 
some  contained  amorphous  material.   In  Fabry's 
disease,  most  neurons  contained  abnormal  cytosomes, 
mostly  round  myelin  figures,  but  occasionally 
elongated  bodies  with  a  lamellar  array  similar 
to  the  zebra  bodies  described  in  the  brain  of 
Hurler's  disease.   In  infantile  neuraxonal 
dystrophy,  the  myenteric  plexus  contained  numerous 
distended  axons,  which  corresponded  to  the 
spheroid  seen  by  light  microscopy,  containing  an 
abundance  of  osmiophilic  dense  bodies;  no 
abnormalities  of  synaptic  endings  or  terminal 
axons  were  observed.   In  metachromatic  leuko- 
dystrophy, the  neurons  and  myenteric  plexus  were 
unremarkable;  numerous  mucosal  histiocytes 
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contained  irregular  myelin  figures  and  dense 
bodies,  as  in  the  CNS. 
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BOWEL  HABIT  IN  PREGNANCY,   (E.)   Levy, 
N.  (Rothschild  Municipal  Govt.  Hosp., 

Haifa),  E.  Lemberg  and  M.  Sharf.  Digestion  k{k): 

216-222,  1971. 

Subjects  consisted  of  1,000  healthy  postpartum 
Israeli  women  (689  mul t iparae,  311  primaparae) 
interviewed  about  their  bowel  habits  before  and 
during  pregnancy,  while  controls  consisted  of  510 
healthy  nonpregnant  women.   The  1,000  subjects 
consisted  of  50.2°^  Askenazi  (Eastern  European 
Jews)   12.71  Sephardi  (Western  European)  Jews, 
30  '♦"^'oriental  Jews  and  6.7°^  Arabs.   No  change 
in*  bowel  frequency  was  reported  in  5h.(>%,   while 
an  increase  in  frequency  was  reported  in  S'^.^/o  and 
a  decrease  in  11.0°^.   For  the  subgroups  the 
results  were:  Ashkenazi,  52.6°^,  35M   and  12. 0/=, 
respo;  Sephardi,  k7.3%,    hk.3%   and  7M,    resp.; 
Orientals,  57.5°^,  30.3^o  and  12.21,  resp.;  Arabs, 
70.01,  25.3^  and  h.e%,    resp.   Among  the  multiparae, 
of'i^gg  whom  reported  similar  bowel  patterns  in 
previous  pregnancies,  289  had  no  change,  while 
117  had  an  increase  and  93  a  decrease,  while  62  _ 
who  reported  a  change  from  the  previous  pregnancies 
showed  18  with  no  change  this  time  and  3k   with 
an  increase  and  10  with  a  decrease. 


ARTERIAL  LIGATION  FOR  CONTROL  OF  COLONIC 
DIVERTICULAR  HEMORRHAGE.   (E.)   Gieske, 
C.  Kahn  and  J.  M.  Moran  (New  England 
Hosps.,  Boston,  Mass.).  JAMA   217(8): 
1971. 


6841 

J.  C,  P. 
Med.  Ctr. 
1100-1101  , 

A  case  of  massive  diverticular  hemorrhage  in  a  77- 
yr-old  poor-risk  woman  that  was  controlled  by 
simple  arterial  ligation  is  presented.  The 
artery  which  supplied  the  diverticulum  was  clearly 
demonstrated  by  emergency  percutaneous  selective 
superior  mesenteric  arteriography  with  50  ml  ot 
iothalamate  meglumine  60°^.   The  arteriogram 
showed  extravasation  of  the  contrast  medium  from 
a  branch  of  the  right  colic  artery  with  pooling 
In  the  diverticulum  in  the  right  transverse  colon. 
The  ligation  of  the  vessel  effected  immediate 
cessation  of  the  bleeding.  The  diverticulum  was 
inverted  into  the  bowel  lumen  and  closed  from 
within  a  purse  string  suture.   With  the  use  Af   _ 
transillumination  of  i.v.  administered  fluorescein 
dye  and  UV  light,  an  artery  such  as  that  described 
above  (feeding  artery)  could  possibly  be  identified 
and  ligated  after  resorting  to  colostomy  in  the 
unprepared  bowel . 


68i(2      A  COMPARISON  OF  5  TECHNIQUES  FOR  THE 

DETECTION  OF  BLOOD  IN  FAECES.   (E.) 
Woodman,  D,  D.  (Coventry  Warwickshire  Hosp., 
Coventry,  England), 
121-123,  1971. 


Med.    Lab.    Technol.    28(2) 


6843 

Hosp. 
1971. 


COLOSTOMY  IN  RADIATION  INDUCED  RECTAL 
STRICTURE.   (E.)   Chaitin,  H.  (Whitestone 
Y.).  Dis.    Colon  Rectum    1 4  (2) : 145-146, 


6844  CARCINOMA  OF  THE  COLON  AND  RECTUM. 
(E.)  Anonymous.  Dis.    Colon  Eeatum 

14(2):81-107,  1971. 

6845  ROENTGENOLOGIC  STUDY  OF  RECTAL  FISTULAE. 
(Rus.)   Tuidzhanov,  K.  K.  Vestn. 

Rentgenol.  Radiol.   46(3):39-45,  1971. 

6846  THE  EARLY  DIAGNOSIS  AND  PROGNOSIS  OF 
CARCINOMA  OF  COLON  AND  RECTUM.   (Dut.) 

Vantrappen,  G.  (St.  Rafael  Acad.  Hosp.,  Leuven, 
Belgium)  and  J.  Hellemans.  Tijdsohr.  Geneeskd. 
27(9):398-404,  1971. 

6847  MALIGNANT  MELANOMA  PRESENTING  AS  PERIAN/i 
ABSCESS.   (E.)   Yadoo,  S„  (Tel  Aviv 

Univ.  Med.  Sch.,  Petah  Tikva,  Israel)  and  E. 
Kessler.  Am.   J.   Prootol.    22(2) : 108-110,  1971. 


6848 


PERINEPHRIC  ABSCESS  AS  A  PRESENTING 
SIGN  OF  CARCINOMA  OF  THE  COLON.   (E.) 

Fischelovitch,  J.  (Bei 1 i nson  Hosp 

Israel),  S.  Yadoo  and  J.  Lazebnik 

22(2):111-114,  1971. 


Petah  Tikva, 

Am.   J.   Proato 


6849      PERFORATION  OF  THE  COLOSTOMY  LOOP  - 

REPORT  OF  FOUR  CASES.   (E.)   Chaimoff, 
C.  (Beilinson  Med.  Ctr.,  Petah  Tikva,  Israel), 
S.  Yadoo  and  M.  Dintsman.  Am.    J.    Proatol.    ri\l): 
115-119,  1971. 


6850 


LIPOMA  OF  THE  RECTUM  -  TWO  CASE  REPORTS 
(E.)   Yadoo,  S.  (Beilinson  Hosp.,  Petah 

Tikva,  Israel),  M.  Dintsman  and  C.  Chaimoff. 

fim.    J.   Vvoatol.    22(2): 120-1 22,  1971. 


6851      ENDOMETRIOSIS  OF  THE  RECTUM  AS  AN 

INCIDENTAL  FINDING  DURING  A  GYNECOLOGK 
OPERATION  -  A  CASE  REPORT.   (E.)   Yadoo,  S. 
(Beilinson  Hosp.,  Petah  Tikva,  Israel),  M. 
Dintsman  and  B.  Eckerling.  Am.    J.    Prootol. 
22(2):126-128,  1971. 


6852      THE  SURGICAL  TREATMENT  OF  RECTAL 

INCONTINENCE  BY  GRACILIS  MUSCLE  TRANS- 
PLANT (E.)  Kaplan,  I.  (Beilinson  Hosp.,  Petah 
Tikva,  Israel)  and  H.  Alfandary.  Am.  J.  Proatol 
22(2):102-104,  1971. 
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6853      FIBROMA  OF  RECTUM  SIMULATING  MALIGNANT 

TUMOR.   CASE  REPORT.   (E.)   Yadoo,  S. 
(Beilinson  Hosp.  Petah  Tikva,  Israel)  and  P. 
Nathan.  Am.   J.   Proatol.    22(2) : 1 05-107,  1971. 


6864      GIANT  DIVERTICULUM  OF  THE  SIGMOID  COLON. 

(E.)   Swann,  J.  C.  (London  Hosp.)  and 

K.  W.  Giles.  Bv.    J.   Radiol,  4'* (523)  . '551 -553. 
1971. 


685A      TRUE  DIVERTICULUM  OF  THE  ILEOCECAL 
APPENDIX.   (Sp.)   Curto,  0.  C.  and 
E.  T.  L,  Bernardello.  Dia  Med.    '♦2  (94)  :2836-2837 
1970. 


6855      TUBERCULOSIS  OF  RECTUM  AND  SIGMOID 

COLON  ASSOCIATED  WITH  UTERINE  FIBROMA. 
(Fr.)   Stroz,  G.  Bull.    Soa.    Chir.    Paris   60(6): 
405-410,  1970. 


6856      THE  USEFULNESS  OF  RECTAL  BIOPSY  BY 

ASPIRATION  TUBE  IN  PEDIATRICS.   (Fr.) 
Kerner,  I.  (St.  Justine  Hosp.,  Montreal,  Quebec, 
Canada)  and  C.  L.  Morin.  Union  Med.    Can.    100(6)- 
1131-1135,  1971. 


6857 


and  S, 


6858 


DOUBLE  CONTRAST  X-RAY  EXAMINATION  OF 
THE  LARGE  INTESTINE.   (Hun.)   Geher,  F. 
Mohay.  Magy.    Radiol.    23(2):86-91,  I971. 


APPENDICITIS  IN  PREGNANT  WOMEN.   (Pol.) 
Korzycki,  J.  (Med.  Acad.  1st  Surg.  Clin. 

Lodz,  Poland)  and  J.  Plewinski.  Pol.   Przegl 

Chir.    43(4):571-575,  1971. 


6859      SURGICAL  TREATMENT  OF  POLYPOSIS  OF  THE 

LARGE  INTESTINE.   (Pol.)   Wasiak,  J„ 
(Med.  Acad,  1st  Surg.  Clin.,  Lodz,  Poland),  K. 
Zaloga  and  J,  Szklanny.  Pol.    Przegl.    Chir.    43(4)- 
565-570,  1971. 


6860  SPIGELIAN  HERNIA  AND  A  REDUNDANT  SIGMOID. 
(E.)   Oen,  E.  Y.  (St.  George  Hosp., 

Kogarah,  Australia).  Med.    J.    Aust.    l(6):329-331 
1971. 

6861  RUPTURE  OF  THE  CECUM  IN  ILEUS  OF  THE 
COLON.   DIASTATIC  PERFORATION  OF  THE 

CECUM.   (Out.)   Van  Den  Heuvel ,  J.  W.  (St. 
Antonius  Hosp.,  Utrecht,  Netherlands).  Ned. 
Tijdsahr.    Geneeskd.    1 1 5(12) :499-501 ,  I97I. 


6865      SURGICAL  CONSIDERATIONS  IN  THE  MANAGEMENT 

OF  CIVILIAN  COLON  INJURIES.   (E.) 
Beail,  A.  C.,  Jr.  (Baylor  Coll.  Med.,  Houston, 
Tex.),  D.  L.  Bricker  and  F.  J.  Alessi.  Ann. 
Surg.    173(6) :971-978,  1971. 


6866 

R.  D. 
W.  0. 
1971. 


6867 


COLONIC  DIVERTICULAR  DISEASE:   CHANGING 
OPERATIVE  MANAGEMENT,   (E.)   Floyd, 
(St.  Joseph's  Hosp.,  Lexington,  Ky.)  and 
Griffin,  Jr.  Ann.    Surg.    1 73 (6) :979-982, 


THE  SURGICAL  MANAGEMENT  OF  CANCER  OF 
THE  COLON  AND  RECTUM.   (it.)   Colombo, 
C.  (S.  Giovanni  Maggiore  Hosp.,  Turin,  Italy) 
and  S.  Lombardo.  Minerva  Chir.    26(8) :393-399 
1971. 


6868      BENIGN  STENOSES  OF  THE  SIGMOID  FLEXURE. 

WITH  CASE  REPORTS.   (it.)   Markovits, 
S.  (U.  Milan  Inst.  Anat.  Histol.  Pathol.,  Italy), 
A.  Napol  i  and  E.  Trabucchi,  Jr.  Morgagni  Riv, 
Morfol.    Clin.    3(2):87-92,  1970, 


6869      CHRONIC  GRANULOMAS  OF  THE  COLON.   (E.) 

Bellomo,  R.  (St.  Orsola  Univ.  Hosp., 
Bologna,  Italy),  A.  Franchini  and  I.  Morganti. 
Am.   J.   ProQtol.    22(5) :31 7-320,  1971. 


6870      LEIOMYOTOMY  WITH  ANOPLASTY  IN  THE 

TREATMENT  OF  ANAL  CANAL  FISSURES  AND 
BENIGN  STENOSIS.   (E.)   Parnaud,  E.  Am.    J. 
Prootol.    22(5) :326-330,  1971. 


6871      ELECTRONIC  MICROSCOPY  OF  ADENOCARCINOMA 

OF  THE  COLON.   (E.)   Jimenez  Cardoso, 
J.  M,  (20th  November  Cent.  Hosp.,  Mexico  City, 
Mexico),  K.  Ambrosius  Diener,  E.  Echeverria  Alvarez 
and  Eo  Mravko  Maldonado.  Am,    J.    Prootol.    22(5): 
301-307,  1971. 


6862      CONSIDERATIONS  ON  EMERGENCY  COLECTOMY. 

(Rum.)   Niculescu,  I.  (2nd  Surg.  Clin,, 
lasi,  Rumania),  C.  Filimon  and  E.  Laptes. 
Chirurgia    (Buaur.)    20(4) :303-31 0,  1971. 


6872      NON-MECHANICAL  LARGE-BOWEL  OBSTRUCTION. 

(E.)   Gillett,  D.  J.  (Austin  Hosp., 
Heidelberg,  Australia).  Aust.    NZJ.    Sura.    4l(l): 
'17-50,  1971. 


6863      COEXISTENT  COLON  CARCINOMA  AND  APPENDI- 
CEAL CARCINOID  TUMOUR.   (E.)   Macadam, 
R.  F.  (Western  Infirm.,  Glasgow,  Scotland)  and 
R.  F,  M.  Wood.  Br.   J.    Clin.   Pract.    25 (4) : 1 87- 1 89, 


6873      AN  "IRREGULARITY"  IN  TRANSVERSE  COLON 

DIAGNOSIS.   (E.)   Crawford,  A.  (Wickhan 
House,  Brisbane,  Australia).  Aust.    HZ  J.    Surg. 
41(0:50-52,  1971. 
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687A      CONGENITAL  MEGACOLON  IN  CHILDREN  WITHOUT 

AGANGLIONISIS.   (EJ   Hillemand,  P. 
(Vaugirard,  Paris),  J.  Hureau,  P.  Delavierre  and 
J. -P.  Bourdais.  Arah.    Fr.  Mat.   App.   Vig.    60^6-7;: 
319-330,  I97I0 

6875      ANGIOGRAPHIC  DEMONSTRATION  OF  RADIATION 

COLITIS.   (E.)   Sprayregen,  S.  (Montefiore 
Hosp.,  Bronx,  N.  Y.)  and  P.  Glotzer.  Am.    J. 

Roentgenol.   Radium  Ther.   Nuol.   Med.    11 3(2) :335-33/, 
1971. 


6876 


GIANT  SIGMOID  DIVERTICULUM.   (E.) 
Mainzer,  F.  (U.  California  Dept.  Radiol, 

San  Francisco)  and  H.  Minagi.  Am.   J.   Roentgenol. 

Radium  Ther.  Nuol.  Med.    1 1 3(2)  :352-35'»,  1971. 


6877  LARGE  FECAL  STONES  -  THE  SIGMOID.   (E.) 
Zbornik,  R.  C  (St.  Joseph's  Hosp., 

Lorain,  Ohio).  Am.   J.   Roentgenol.   Radium  Ther. 
Nuol.  Med.    113(2):355-358,  1971. 

6878  A  SAFE,  SELF-RETAINING,  DISPOSABLE 
RECTAL  CATHETER  FOR  BARIUM  ENEMAS  WITH 

SEALED  INSUFFLATION  BULB  AND  MOVABLE  EXTERNAL 
RETENTION  CUSHION.   (E.)   Pochaczevsky ,  R.  (State 
U  New  York  Downstate  Med.  Ctr.,  Brooklyn)  and 
p*  H.  Meyers.  Am.    J.   Roentgenol.    Radium  Ther. 
Nuol'.  Med.    113(2):359-36l,  1971. 


6879 


DUPLICATION  OF  THE  LARGE  BOWEL.   (E.) 
Kottra,  J.  J.  (Stanford  U.  Sch.  Med., 

Calif  )  and  W.  J.  Dodds.  Am.   J.    Roentgenol. 

Radium  Ther.   Nuol.  Med.    1 1 3(2) :310-315,  1971. 


6880      ROENTGENOGRAPH  I C  EXAMINATION  OF  PATIENTS 

WITH  COLOSTOMIES,  ENTEROSTOMIES,  AND 
LARGE  FISTULOUS  AND  SINUS  TRACTS.   (E.)  Waldron, 
R.  L.,  II  (Columbia-Presbyterian  Med.  Ctr., 
New  York  N,  Y.)  and  W.  B.  Seaman.  Am.    J. 
Roentgenol.   Radium  Ther.    Nuol.   Med.    1 1 3(2) :297-300, 
1971. 


6881 


ANORECTAL  STENOSIS.   (Ger.)   Rehbein, 
F.  (Pediatr.  Surg.  Clin.,  Bremen,  Ger- 
many) and  A.  Koch.  Z.  Kinderohir.    3(3-^)  :3h^-3'*S, 
1971. 


688'*      APPENDICEAL  ABSCESS  WITHIN  AN  IRREDUCIBLE 

FEMORAL  HERNIA.   (Ger.)   Bierwag,  K. 
(Dist.  Hosp.,  Backnang,  Germany).  Zentralbl. 
Chir.    96(15)  :52't-525,  1971. 

6885  CAUSES  AND  FREQUENCY  OF  VESICOCOLIC 
FISTULAS.   (Ger.)   Czarnetzki,  H.  0. 

(Karl  Marx  U.,  Surg.  Clin.,  Leipzig,  Germany), 
H,  Bellmann  and  G.  Bruckner.  Zentvalhl.  Chzr. 
96(16) :553-557,  1971 o 

6886  THE  CAUSES  OF  INTESTINAL  FISTULAS 
DEVELOPING  AFTER  OPERATIONS  FOR 

APPENDICITIS.   (Rus.)   Kolomi jchenko,  M.  I., 
P  E.  Bell  in  and  J.  E.  Lutsenko.  Vestn.   Khir. 
106(3)  tW-SO,  1971. 

6887  SOME  ASPECTS  OF  SURGICAL  POLICY  I" 
TREATMENT  OF  FISTULAS  OF  THE  DESCENDING 

COLON.   (Rus.)  Amelina,0.  P.  Vestn.   Khir. 
106(3):'»5-'»7,  1971. 

6888  CARCINOID  TUMORS  OF  THE  RECTUM  IN 
CHILDREN:   A  REVIEW  OF  THE  LITERATURE 

AND  REPORT  OF  A  CASE,   (E.)  Gold,  M,  S.  (Montefiore 
Hosp.,  New  York,  N.  Y.),  P.  R.  Winslow  and  I.  F. 
Litto  Surgery   69(3)  :39'*-396,  1971. 

6889  PATHOGENESIS  OF  THE  MUCOSAL  FOLDS 
SURROUNDING  PRIMARY  CARCINOMAS  OF  THE 

RECTUM.   (Fro)   Parturier  Albot,  M.  (Coll.  Med. 
Hosp.,  Paris)  and  G.  Albot.  Sem.   Hop.   ParT,s 
'♦7(8):'*85-'»93,  1971. 


6890 


MASSIVE  BLEEDING  OF  THE  RECTUM,   (Hung.) 
Szilagyi,  J.  and  L.  Ritter,  Orv. 
Hetil.    1 12(12) :687-688,  1971, 


6891 


TOXIC  MEGACOLON.   (E.)   Naqvi,  M.  A., 
D,  Gaum  and  A.  R.  Gaum.  NS  Med.    Bull. 
50(0:13-15,  1971. 


6892 


ANAL  PROLAPSE  IN  CHILDREN.   (Dut.) 
Van  Asperen  De  Boer,  F.  R.  S.  (Binnen 

Hosp.,  Amsterdam)  and  M.  Schoorl.  Ned.    Tzjdsohr. 

Geneeskd.    1 15(19) :828-831 ,  1971. 


6882      HERNIA  OF  THE  MESOCOLON  COMBINED  WITH 

MESENTERIC  GAP.   (Ger.)   Sauer,  H. 
(Univ.  Surg.  Klin.,  Innsbruck,  Austria)  andJ. 
Glatzl 


jrg.  Min.,  1  ruisui  u^-r.,  i-iu^...  ."/  -. 

2.   Kinderohir.   9(3-'»)  :337-3'*0,  1971. 


6893      THE  TREATMENT  OF  ACUTE  SIGMOIDITIS. 
(Fr.)  Arnulf,  G.  Lyon  Chir.    67(1): 
65-66,  1971. 


TREATMENT  OF  ANAL  AND  RECTAL  PROLAPSES 

IN  CHILDREN.   (Ger.)  Schutze,  U. 

Surg.  Klin.,  Heidelberg,  Germany) ,  R.  Daum 
and  H.  Eschwey. 


6883 

(Univ 


Z.'  Kinderohir.    10(1): 53-60,  1971- 


689'* 


N.  A. 


AN  ANALYSIS  OF  THE  INCIDENCE  OF  CANCER 
OF  THE  RECTUM.   (Rus.)   Tikhonova, 
Klin.   Med.    (Mosk.)   ^49 (3): 35-38,  1971. 
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6895      THE  PRACTITIONER  FACED  WITH  A  RECTAL 

HEMORRHAGE.  (Fr.)  Kohler,  J.  J. 
(Civil  Hosp.,  Strasbourg,  France)  and  L.  F. 
Hoi  lender.  «/.  Med.    Strasbourg   2(2) : 1 31-134,  1971 


6905      MANAGEMENT  OF  LARGE  BOWEL  OBSTRUCTION. 

(E.)   Arminski,  T.  C.  (Grace  Hosp., 
Detroit,  Mich.).  Graae  Hosp.   Bull.    ^9(1 ) : I5-29, 


6896      ANORECTAL  ATRESIA  WITH  RECTOCLOACAL 
FISTULA.   (E.)   Bock,  J.  E.  (Odense 
County  City  Hosp.,  Denmark)  and  C.  M.  Madsen. 
Aata  Chir.   Saand.    137(3) :284-286,  1971. 


6906      ACUTE  CLINICAL  PICTURES  RELATED  TO 

DIVERTICULAR  DISEASE  OF  THE  COLON.   (Sp  ) 
Mautone,  D.  and  M.  Salgado.  Cir,    Uruguay   40(6): 
529-542,  1971. 


6897      GARDNER'S  SYNDROME.   (Fr.)   Hanson, 

D.  J.  (Rhode  Island  Hosp.,  Providence) 
and  F.  G.  DeLuca.  Ann.    Radiol.    14  (3-4) :366,  1971 


6898      INTERPOSITION  OF  THE  COLON  BETWEEN  THE 
LIVER  AND  DIAPHRAGM.   (E.)   Lenz,  T.  R 

Rocky  Mt.   Med.   J.    68(2):38-40,  197K 


6899  STENOSIS  OF  THE  SIGMOID  AND  OF  THE 
PSEUDOMEGACOLON„   (Rus.)   Arnaudov, 

G.  Vo  Khirurgiia   (Mosk. )   47(4) : I36-I 37,  I97I. 

6900  CLOTTING  PROPERTIES  OF  THE  BLOOD  IN 
CHILDREN  SUFFERING  FROM  ACUTE  APPENDICITIS, 

(Ruso)   Bezborodko,  B.  N.,  L.  P.  Shul iak  and 
A.  I.  Chernovolo  Khirurgiia    (Mosk.)    47(4): 
86-89,  1971. 


6901      RECONSTRUCTIVE  OPERATIONS  IN  CHILDREN 

OPERATED  ON  FOR  FISTULAR  FORMS  OF 
ATRESIA  OF  THE  ANUS.   (Rus.)   Sitkovskii,  N.  B. 
Khirurgiia   (Mosk.)   47(4) . -81-84,  I97I. 


6902      INTRARECTAL  PROCTOPLASTY  IN  CHILDREN. 
(Rus.)   Leniushkin,  A.  I.  Khirurqiia 
(Mosk.)   47(4):74-80,  1971. 


6903      CARCINOID  TUMORS  OF  THE  RECTUM.   (Fr.) 

Tuchmann,  L.,  P.  Cain  and  A.  Aplogan. 
J.   Med.    Strasbourg   2(6-7) :625-630,  1971. 


6904       INTUSSUSCEPTION  OF  THE  APPENDIX.   (E.) 

Tao,  H.  (Montreal  Child.  Hosp.,  Quebec, 
Canada)  and  J.  S.  Dunbar.  J.  Can.  Assoa.  Radiol, 
22(1):33-35,  1971. 


6907      BARIUM  INFILTRATION  INTO  THE  RECTUM. 

ITS  ANATOMICAL  SITE.   A  COMPARISON  OF 
CLINICAL  AND  EXPERIMENTAL  RESULTS.   (E.) 
Faivre,  J.,  C.  Balabaud,  J.  Bancons  and  J. -J. 
Dubarry.  Aroh.    Fr.    Mai.   App.    Dig.    60(6-7): 
337-344,  1971. 


6908      RADIOLOGIC  DIAGNOSIS  OF  POLYPS  AND 

SMALL  TUMORS  OF  THE  COLON.   (Fr.) 
Mombet,  J.  and  J.  Soul  lard.  Rev.    Prat.    (Paris) 
21(l5):2637-2665,  1971. 


6909      THE  ROLE  OF  A  RADIOLOGIC  METHOD  IN  THE 

DIAGNOSIS  OF  PRIMARY  MULTIPLE  CARCINOMA 
OF  THE  LARGE  INTESTINE.   (Rus.)   Babina,  N.  M. 
Vestn^   Rentgenol.   Radiol.    46(3):34-39,  I971. 


6910      LATERAL  VIEWS  IN  RADIOGRAPHY  OF  THE 
RECTUM.   (Fr.)   Bloch,  P.,  A,  Merg, 
J.  L.  Grunenwald  and  R.  Wolff.  J.    Med.    Strasbourq 
2(5):457-460,  1971. 


6911      RECTAL  CYTOLOGY  BY  AN  IMPROVED  REPLICA. 

(E.)   Anselm,  K. ,  V.  Lawoyin  and  J. 
Blonsky.  Henry  Ford  Hosp.   Med.   J.    I9(l):45-48 
1971. 


6912      X-RAY  DIAGNOSIS  IN  SURGICAL  EMERGENCIES 

OF  THE  COLON.   (Sp.)   Curuchet,  E. 
(Sch.  Med.,  Montevideo,  Uruguay).  Cir.    Uruquau 
'*0(6):553-562,  1971. 


6913      VARIABLE  CONTRAST  EXAMINATION  OF  THE 

COLON,   (E.)   Sinclair,  D.  J.  (St. 
Joseph's  Hosp.,  Victoria,  British  Columbia, 
Canada).  J.    Can.   Assoa.   Radiol.    22(0:36-39, 
1971. 


See  also  numbers:  6530,  6564,  6799,  68OO,  7154,  7203 
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ARGENTAFFIN  CELLS  IN  ULCERATIVE  COLITIS. 

(E.)   Skinner,  J.  M.  (Radcliffe  Infirm., 

Oxford,  England),  R.  Whitehead  and  J.  Piris. 
Gut   12(8):636-638,  1971. 


Quantitative  studies  were  made  on  the  argentaffin 
cells  in  the  rectal  epithelium  of  68  patients 
with  ulcerative  colitis  and  31  normal  subjects 
and  the  counts  related  to  length  of  historyand^ 
severity  of  mucosal  inflammation.  Rectal  biopsies 
were  taken  between  12-15  cm  from  the  anal  margin. 
The  mean  argentaffin  cell  count  of  the  control 
group  was  22'4/unit  of  epithelium,  whereas  in 
patients  with  ulcerative  colitis,  there  were 
between  112-115  cells/unit  of  epithelium  depending 
on  the  severity  of  inflammation.  There  were 
only  slight  differences  in  numbers  of  argentaffin 
cells  with  severity  of  inflammation  and  length  of 
history.  Argentaffin  cells  appeared  at  al 1 ^ 
crypt  levels  and  in  the  surface  epithelium  in 
ulcerative  colitis  while  in  normal  biopsies  they 
appeared  predominantly  at  the  base  of  the  crypts. 
The  observed  decrease  in  the  argentaffin  cell 
count  may  be  the  consequence  of  mucosal  damage 
and  the  relatively  low  regenerative  capacity  of 
these  eel  1 s. 


6915      THE  ROLE  OF  BILE  SALTS  IN  DIARRHOEA  OF 
PATIENTS  WITH  ULCERATIVE  COLITIS.   (E.) 
Miettinen,  T.  A.  (U.  Helsinki  3rd  Dept.  Med.). 
Gut   12(8) -.632-635,  1971o 

The  fecal  elimination  of  bile  salts  in  patients 
with  ulcerative  colitis  and  the  effect  of^ 
cholestyramine  treatment  on  clinical  condition, 
fecal  frequency,  and  fecal  composition  were 
studied  to  determine  the  role  of  bile  salts  in 
the  diarrhea  of  these  patients.   None  of  the 
patients  had  steatorrhea.   Fecal  bile  acid  elimina- 
tion was  mostly  normal  and  bore  no  significant 
relationship  to  the  fecal  mass  or  water,  so  that 
the  watery  diarrhea  was  not  attributable  to  ex- 
cessive amounts  of  bile  salts.   Cholestyramine 
therapy  had  no  favorable  effect  on  ulcerative  coliti 
limited  to  the  colon  and  not  extended  to  the 
terminal  ileum.   Neither  the  average  fecal  mass, 
water,  dry  weight,  nor  fat  were  affected  by 
cholestyramine  in  the  ulcerative  colitis  patients, 
while  the  fecal  mass  in  the  controls  was  augmented 
due  to  excessive  water  output.   Bile  acid  excretion 
and  sterol  balance  values  were  markedly  increased 
by  cholestyramine  in  all  patients  but  in  contrast 
to  controls  showed  an  inverse  relation  to  body 
weight.  The  fall  in  serum  cholesterol  was  33% 
in  the  patients  and  2?^  in  controls  after 
cholestyramine  treatment. 

6916      IMMUNOLOGICAL  STUDIES  IN  A  PATIENT 

WITH  ULCERATIVE  COLITIS  AND  SARCOIDOSIS. 
(E.)   Watson,  D.  W.  (U.  California  Sch.  Med., 
Davis),  H.  M.  Friedman  and  A.  Quigley.  Gut 
12(7):5'*l-5't3,  1971. 


The  significance  of  the  concurrence  of  ulcerative 
colitis  and  sarcoidosis  is  related  to  the 
abnormalities  of  lymphocyte  function  with  which 
each  has  been  associated.   In  sarcoidosis  this 
functional  abnormality  is  manifested  by  anergy 
for  cutaneous  cellular  immune  responses  and 
hyporesponsiveness  of  lymphocytes  to  mitogenic 
stimulation.   In  ulcerative  colitis  and  Crohn's 
disease,  peripheral  lymphocytes  have  been  shown 
to  be  cytotoxic  for  allogenic  colon  epithelial 
cells.   In  this  patient  an  autologous  leukocyte 
skin  test  with  a  lymphocyte  suspension  revealed 
a  positive  response  at  2k   hr,  exhibiting  2  cm  of 
induration.  These  lymphocytes  were  also 
demonstrated  to  be  cytotoxic  for  allogenic  colon 
epithelial  cells.  The  cytotoxic  effect  may  have 
a  basis  other  than  cellular  immunity. 


6917      COURSE  AND  PROGNOSIS  OF  ULCERATIVE 

PROCTOSIGMOIDITIS.   (E.)   Farmer,  R.  G. 
(Cleveland  Clin.,  Ohio)  and  C.  H.  Brown.  Am.    J. 
Gastroenterol.    56(3)  :227-23'*,  1971. 

A  study  of  193  patients  with  ulcerative  procto- 
sigmoiditis (ulcerative  colitis  confined  to  the 
rectum  and  sigmoid  flexure)  seen  from  195S-19bt>, 
revealed  a  more  benign  prognosis  than  ulcerative 
colitis  involving  the  entire  colon.  A  majority 
(108)  had  observed  rectal  bleeding  for  less  than 
6  months  prior  to  diagnosis.   For  3^   patients, 
intermittent  rectal  bleeding  had  been  present  for 
more  than  5  yr.  Sigmoidoscopic  features  were 
indistinguishable  from  ulcerative  colitis  and _ 
could  be  differentiated  from  transmural  colitis 
(Crohn's  disease)  in  virtually  all  instances. 
Of  193  patients,  the  rectosigmoid  was  involved, 
at  least  15  cm  from  the  anal  verge,  in  105. 
Proctitis  was  limited  to  a  more  restricted  area 
in  88  patients;  X-rays  of  colon  however  were 
always  normal.   Perianal  disease  was  not  a   _ 
typical  finding  in  ulcerative  proctosigmoiditis. 
Rectal  bleeding  was  the  predominant  symptom, 
recurrences  were  common,  systemic  symptoms  unusual 
s  and  the  response  to  topical  steroid  therapy 

satisfactory.  When  rare  extension  of  the  disease 
to  involve  the  whole  colon  occurred  (101),  it 
was  usually  within  the  first  2  yr  after  diagnosis. 
Ulcerative  proctosigmoiditis  is  a  benign  variation 
of  ulcerative  colitis,  with  a  good  prognosis  for 
90^  of  patients  affected. 

6918      INFLAMMATORY  BOWEL  DISEASE.   CYTOPHILIC 

ANTIBODY  AND  THE  CYTOTOXICITY  OF 
LYMPHOCYTES  FOR  COLONIC  CELLS  jN  VITRO.   (E.) 
Shorter,  R.  G.  (Mayo  Clin.,  Rochester,  Minn.) 
K.  A.  Huizenga,  R.  J.  Spencer,  J.  Aas  and  S.  K. 
Guy.  Am.    J.   Dig.    Dis.    1 6(8) :673-680,  1971. 

Sera  from  patients  with  inflammatory  bowel     _ 
disease  (IBD)  such  as  chronic  ulcerative  colitis 
(cue)  or  granulomatous  colitis  (GC)  was  shown  to 
convey  cytotoxicity  for  human  colonic  epithelial 
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cells  to  normal  peripheral  blood  lymphocytes„ 
This  property  was  due  to  the  IgM  fraction  and  the 
antibody  was  cytophilic.   The  property  of  IBD 
serum  to  induce  cytotoxicity  for  colonic  cells 
in  normal  peripheral  blood  lymphocytes  appeared 
to  be  located  in  its  IgM  fraction.  The  cyto- 
toxicity of  lymphocytes  for  colonic  cells  was 
believed  to  involve  an  immune  mechanism,  the 
destruction  of  colonic  cells  being  affected  by 
release  of  lymphotoxic  factor  by  the  stimulated 
lymphocytes.   Colonic  bacteria  may  be  significant 
in  cytotoxicity  development  and  in  the  pathogenesis 
of  inflammatory  bowel  disease.   Peripheral  blood 
lymphocytes  from  patients  with  CUC  or  GC  were 
treated  with  goat  antihuman  IgM  serum.  Their 
cytotoxicity  for  human  colonic  epithelial  cells 
was  inhibited,  suggesting  that  a  cytophilic 
antibody  was  acting. 


6919      EXPERIENCES  WITH  IMMUNOSUPPRESSIVE 

THERAPY  IN  CHILDHOOD  ULCERATIVE  COLITIS. 
(E.)   Schaefer,  K.-H.  (Univ.  Pediatr.  Clin., 
Hamburg-Eppendorf ,  Germany)  and  F.  Blaker, 
Z„  KindeTheilkd.    1 10(4) : 31 7-323,  I971, 

Since  1966,  22  children  with  ulcerative  colitis 
have  been  followed,  15  of  whom  had  severe 
diseases  and  were  selected  for  immunosuppressive 
therapy  based  on  strictly  defined  criteria. 
Although  all  of  these  children  showed  severe 
disease,  none  required  colectomy.   Azathioprine 
was  initially  given  at  a  dose  of  5  mg/kg  daily 
and  followed  with  a  maintenance  dose  of  3  mg/kg 
daily  following  remission.   Difficulties  were 
observed  in  only  2  cases.   Of  the  remaining  I3 
cases,  immunosuppressive  therapy  promptly  resulted 
in  complete  clinical  and  rectoscopic  remissions 
lasting  from  1.5  months  in  the  most  recent  case 
to  37  months  in  the  patient  with  the  longest 
follow-up.   Roentgenologic  findings  of  the  colon 
were  normalized  in  2  cases  and  improved  in  3 
cases.   Side  effects  were  noted  in  2  patients 
and  consisted  of  cholestatic  jaundice  in  a  patient 
on  a  sub-therapeutic  dosage  level  and  vomiting 
in  another  patient.   Alopecia  and  decreased 
linear  growth  were  not  observed  under  azathioprine 
treatment.   Immunosuppressive  therapy  seems 
encouraging  in  the  treatment  of  childhood  ulcerative 
col i  t  is» 


6920      NON-SPECIFIC  ULCERATIVE  COLITIS  IN 

CHINESE  AND  INDIANS  IN  SINGAPORE.   (E.) 
Fung,  W.  P.  (U.  Singapore  Dept.  Clin.  Med.), 
E.  Ho  Monteiro,  J.  J.  Murugasu,  K,  C.  Ng,  K.  M. 
Kho  and  S.  K.  Lee.  Med,   J.   Aust.    2(7) :36l -365. 
1971. 

In  a  lO-yr  period,  a  hospital  group  in  Singapore 
was  presented  with  5  Chinese  and  5  Indian 
patients  with  nonspecific  ulcerative  colitis. 
The  cases  are  reviewed  only  because  of  the 
rarity  of  this  disease  entity  in  these  2  groups 
and  the  extent  to  which  the  clinical  presentation 
paralleled  that  in  the  West. 


6921      CHRONIC  ULCERATIVE  DISEASE  OF  THE 
COLON.   (E.)   Montes,  M.  (State  U. 
New  York  Dept.  Pathol.,  Buffalo),  E.  Milch,  L. 
Berman  and  G.  J.  Culver.  Dis.    Colon  Rectum 
14(2):117-122,  1971. 


6922      HEMORRHAGIC  PROCTOCOLITIS.   (Fr.) 

Vuillard,  P.,  J.  Baul ieux,  L.  Fischer 
and  J.  Venouil.  Cah.   Med,    Lyon   ^7(1 3) : 1 31 9-1 33^ , 
1971. 


6923      CUTANEOUS  MANIFESTATIONS  PRESENTING 

PRODROMAL  SYMPTOMS  OF  ULCERATIVE 
COLITIS.   REPORT  OF  THREE  CASES.   (E.)   Haim   S 
(Rambam  Govt.  Hosp.,  Haifa,  Israel),  R. 
Friedman-Birnbaum  and  G.  Alroy.  Am.    J.    Gastro- 
enterol.   56(2) :157-161 ,  1971. 


6924      CARRAGEENIN  AND  ULCERATIVE  COLITIS. 
(E.)   Sharratt,  M.  (British  Indust. 
Biol.  Res.  Assoc,  Surrey,  England),  P.  Grasso, 
F.  Carpanini  and  S.  D.  Gangolli.  Gastroenteroloqu 
61(3):410-412,  1971. 
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6925      FUNCTIONS  OF  A  PANCREATICODUODENAL 

ALLOGRAFT  IN  MAN.   (eJ   DiMagno,  E.  P. 
(Mayo  Clin.,  Rochester,  Minn.),  J.  Hermon-Taylor, 
V.  L.  Go,  R.  C.  Lillehei  and  W.  H.  J.  Summerski 1 1 . 
Gastroenterology   61 (3) :363-368,  1971. 

Functions  of  a  transplanted  human  pancreas  and 
duodenum  were  studied  in  a  32-yr-old  female 
juvenile  diabetic  with  end-stage  renal  failure  3 
months  after  operation.   Basal  outputs  of  amylase, 
lipase,  trypsin  and  bicarbonate  from  the  trans- 
planted pancreas  were  normal.   Outputs  of  lipase 
and  amylase  from  the  allograft  were  within  the 
normal  range  by  both  exogenous  (i.v.  cholecysto- 
kinin-pancreozymin)  and  endogenous  { i ntraduodenal 
amino  acids)  stimulation.  High  bicarbonate 
secretions  in  response  to  amino  acid  perfusion 
may  be  due  to  endogenous  cholecystokinin-pancreo- 
zymin  induced  gastric  acid  secretion  from  the 
host  stomach.  Trypsin  was  not  increased  in 
response  to  the  above  stimuli,  possibly  due  to 
local  production  of  a  trypsin  inhibitor.  Absorption 
of  amino  acids  was  grossly  reduced  in  the  duodenal 
allograft;  glucose  absorption  was  Impaired  and 
there  was  a  slight  reduction  in  basal  electric 
rhythm.   Endogenous  secretion  of  chol ecystoki n i n- 
pancreozymin  from  the  transplanted  duodenum  was 
adequate  and  transmural  potential  difference  was 
unimpaired.   At  autopsy,  the  pancreatic  graft 
was  apparently  well  tolerated  whereas  rejection, 
together  with  evidence  of  decreased  function, 
affected  both  the  duodenum  and  kidney. 


6926      REPORT  OF  A  CASE  OF  ANNULAR  PANCREAS  OF 
THE  NEWBORN  IN  TWO  CONSECUTIVE  SIBLINGS. 
(E.)   Montgomery,  R.  C.  (Fargo  Clin.,  N.  Dak.), 
M.  H.  Poindexter,  G.  H.  Hall  and  J.  E.  Leigh. 
Pediatrics   48(1 ): 148-150,  1971. 


Two  cases  a 
sibl ings  bo 
pregnane  ies 
day  of  1 ife 
Abdominal  f 
on  days  3-4 
with  no  air 
to  this  poi 
pancreases 
They  are  al 
side-to-sid 


6927 


re  briefly  reported  of  consecutive 

rn  14  months  apart  after  uneventful 
Both  began  spitting  on  the  second 
and  had  normal  meconium  stools. 

lat  plate  and  upright  roentgenograms 
in  each  case  showed  a  dilated  stomach 
in  the  gastrointestinal  tract  distal 

nt.   Laparotomies  revealed  annular 

entirely  encircling  the  duodenum. 

ive  and  well  at  4  yr  and  3  yr  after 

e  duodenojejunostomy,  resp. 


TISSUE  ISOANTIGENS  A,B  AND  H  IN 
CARCINOMA  OF  THE  PANCREAS.   (E.) 
Davidsohn,  I.  (Chicago  Med.  Sch.,  111.),  L.  Y.  Ni 
and  R.  Stejskal.  Caneer  Res.    31 (9) : 1244-1 250, 
1971. 

The  effect  of  cancerous  transformation  in  the 
pancreas  on  tissue  isoantigens  A,  B,  and  H  was 
investigated  using  Coombs'  mixed  cell  agglutina- 
tion reaction.  This  reaction  was  positive  in  19 
biopsies  taken  from  tissue  free  of  carcinoma. 


In  22  of  26  biopsies  diagnosed  histologically  as 
carcinomas,  the  mixed  cell  agglutination  reaction 
(demonstrates  isoantigens  A,  B  and  H  of  the  RBC 
of  groups  A,  B  and  O)  was  negative.   In  4  primary 
carcinomas,  the  Coombs'  reaction  was  negative  in 
some  areas  and  positive  in  others,  frequently  in 
the  same  slide  or  even  in  the  same  field.  The 
highly  anaplastic  small  cell  differed  from  the 
less  anaplastic  signet  ring  cell  immunologically, 
In  that  the  anaplastic  small  cells  were  negative 
in  the  Coombs'  reaction  while  the  signet  ring  cells 
gave  positive  reactions.   Only  mixed  cell 
agglutination  reaction  negative  anaplastic  cells 
were  present  in  the  metastases.  This  technique 
may  be  useful  in  the  early  diagnosis  and  prognosis 
of  carcinoma  of  the  pancreas. 


6928      NEW  TECHNIQUE  OF  ONE-STAGE  HETEROTOPIC 

PANCREAT I CODUODENAL  AUTOTRANSPLANTAT I  ON 
IN  DOGS.   (E.)   Uchlda,  H.  (U.  Minnesota  Health 
Sci.  Ctr.,  Minneapolis),  J.  0.  Ruiz,  P.  L. 
Castelf ranchi ,  L.  S.  Schultz  and  R.  C,  Lillehei. 
Surgery   70(4) :604-608,  1971. 

A  new  technique  of  1-stage  intra-abdominal 
pancreaticoduodenal  autotranspl antat ion  which 
results  in  preserved  dual  pancreatic  function  is 
described  in  15  mongrel  dogs.   Five  of  15  dogs 
were  alive  4-12  months  after  the  operation, 
while  7  died  of  technical  errors,  3  died  of 
hemorrhagic  pancreatitis  with  abscess  formation 
and  1  died  of  intussusception  and  peritonitis. 
Technical  failure  resulted  from  duodenal  anastomosi 
leakage',  graft  congestion  and  venous  thrombosis. 
The  early  postoperative  period  was  characterized 
by  a  marked  leukocytosis,  a  transient  high  serum 
amylase  level,  and  hypoglycemia  in  2  of  6  dogs. 
Four  animals  whose  amylase  did  not  decline  died 
of  pancreatitis  secondary  to  venous  compression 
and  clot  formation  or  suppurative  peritonitis. 
Malnutrition  and  exocrine  hypofunction  occurred 
initially,  followed  by  recovery  within  3  months 
while  endocrine  function  was  well  preserved 
except  during  the  immediate  postoperative  period. 
This  technique  allows  postoperative  evaluation 
and  seems  useful  for  long-term  evaluation  of 
heterotopic  transplantation  of  the  pancreas. 


6929      ROLE  OF  PHYTOHEMAGGLUTININ  IN  THE 

SURVIVAL  OF  PANCREATIC  ALLOTRANSPLANTS 
IN  THE  DOG.   (E.)   Cabasson,  J.  (St.  Elol  Hosp., 
Montpellier,  France),  C.  Solassol,  B.  Serrou,  H. 
Michel,  C.  Gel  lis,  T.  Metche  and  C.  Romieu. 
Eur.    Surg.    Res.    3 (2)  :  1  1  2-1  21  ,  1971. 

An  immunodepresslve  action  of  phytohemaggl ut i n in 
(PHA)  that  would  not  impair  defensive  mechanisms 
of  infection  was  Investigated  in  13  dogs  surviving 
for  more  than  48  hr  with  substitutive  allo- 
transplantation of  the  duodeno-pancreas.  The 
average  survival  time  was  34.7  days  and  was 
longer  than  a  group  receiving  azath iopr ine, 
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corticoids  and  ant i lymphocyte  globulin.   Three 
cases  (23%)    of  infection  with  pneumonia  and 
peritonitis  were  found  in  the  series  of  13  dogs 
receiving  azathioprine  and  PHA  as  compared  to  10 
cases  WV    of  infection  of  23  dogs  receiving 
azathioprine,  corticoids  and  ant i lymphocyte 
globulin  (Control  group).  Good  histocompatibility 
was  found  in  k   dogs  with  an  average  survival  time 
of  62.2  days  (as  compared  to  35.3  days  in  the 
control  group)  and  3  of  them  died  following 
discontinuance  of  immuno-depress i ve  or  PHA 
treatment.   Five  dogs  displayed  average  or  inter- 
mediate histocompatibility  with  an  average 
survival  time  of  28.6  days  as  compared  to  13  days 
in  the  control  series.   Poor  histocompatibility 
was  observed  in  ^t  dogs  who  survived  an  average 
of  lit. 6  days.   The  better  results  found  with 
azathioprine  and  PHA  after  pancreatic  allo- 
transplantation in  dogs  may  be  due  to  the  lower 
incidence  of  infection  and  specific  immuno- 
depreSsive  action  of  PHA. 


6930      ANGIOGRAPHY  OF.  THE  VESSELS  OF  THE 

PANCREAS.   (Rus.)   Savchenko,  A.  P., 
G.  P.  Filimonov  and  T.  V.  Pr ivesentseva.  Vesin 
Rentg.   Radiol.    't6(l )  :50-57,  197). 


6931      PANCREATIC  SCINTIGRAPHY.   (Ger.) 

Martonffy,  K.  (Univ.  Radiol.  Clin. 
Budapest,  Hungary),  G.  Lehoczky  and  T.  Hernady 
Roentgenblatter   2k{l);-\-i(i.\i,\      197] 


6937      DIAGNOSIS  AND  SURGICAL  TREATMENT  OF 
PANCREATIC  CYSTS.   (Ger.)   Bunte,  H. 
(U.  Erlangen  Surg.  Clin.,  Germany),  E.  Muhe  and 
M.  Gollwitzer.  Med.    Monatssahr.    25(4) : 1 52-159 
1971. 


6938      PANCREATITIS  ASSOCIATED  WITH  PANCREATIC 

CARCINOMA:   A  STUDY  OF  26  CASES.   (E.) 
Gambill,  E.  E.  Mayo  Clin.    Proa.    46(3)  :  1  7'(-l  77 
1971. 
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MYOCARDIAL  LESIONS  IN  CYSTIC  FIBROSIS 
OF  PANCREAS.   (Fr.)   Fridman  Manduzio 
Liege  Lab.  Pathol.  Anat,,  Belgium)  and  J 
Aroh.   Anat.    Pathol.    (Paris)    19(2) : 147-I 51 


THE  SURGERY  OF  HETEROTOPIC  PANCREATIC 
TISSUE.   (Ger.)   Kivelitz,  H.  (Univ. 

Surg.  Clin.  A,  Dusseldorf,  Germany)  and  U. 

Schacht.  Zentralbl.   Chir.   96(15) :520-523,  I971. 

694 1      THE  DISTAL  PANCREATI C-JEJUNAL  SHUNT. 
nAM.n..,  MANAGEMENT  OF  BLOCKAGE  TO  OUTFLOW  IN 
PANCREATIC  LITHIASIS.   (Ger.)   Grill,  W.  (Dist 
and^V  -^*7"?^,^9/See,  Germany),  H.  A.  Lederhub^r 
and  H.  G.  Wolff.  Fortsahv.   Med.    89 ( 10) : 430-432, 


6932      INFLUENCE  OF  DRUGS  AND  DIET  ON  UPTAKE 

OF  "Se-METHIONINE  BY  THE  PANCREAS. 
(Ger.)   Deininger.  H.  K.  (City  Hosp.,  Heilbronn, 
Germany).  Pluol.    Med.    (Stuttg.)      Suppl .  8-223-229 


6933      TREATMENT  OF  CANCER  OF  THE  PANCREAS  BY 

RADIOTHERAPY.   (Ger.)   Sal i s  Samaden, 
K.  (Radiotherap.  Inst.,  Saltzburg,  Austria). 
Roentgenblatter   24(5) : 255-257,  I971. 


6934      SURGICAL  GASTROINTESTINAL  DISEASE  IN 

PATIENTS  WITH  CYSTIC  FIBROSIS  OF  THE 

PANCREAS.   (E.)   Blue,  S.  K.  (Bowman  Gray  Sch. 

r,^  ;/^  "'^""/^f'^"^'  ^-  ^-^    ^"d  L.  Shaffner. 
m  Med.  J.    32(5): 169-184,  1971. 


6942  EXPERIMENTAL  HETEROTOPIC  DUODENO- 
PANCREATIC  TRANSPLANTATION.   (Ger  ) 

Orazn.n,  N.  (Univ.  Surg.  Clin.,  Bonn,  Germany), 
A.  Blomer,  H.  Bittscheidt  and  E.  Bucheler 
Bruns  Beitr.   Klin.    Chir.    218(5) :469-475,  1971. 

6943  CYSTADENOMA  OF  THE  PANCREAS.   A  REPORT 
OF  TWO  CASES.   (E.)   Lewis,  A.  (Roy. 

Free  Hosp.,  London)  and  J.  Dormandy.  Br.    J 
Surg.    58(6):420-422,  I97I. 

6944  LIFE  TABLES  FOR  CYSTIC  FIBROSIS.   (E.) 
George,  L.  (Hosp.  Sick  Child.,  London) 

and  A.  P.  Norman.  Arah.    Dis.    Child.    46(246): 
139-143,  1971. 

6945  LATE  ILEUS  IN  MUCOVISCIDOSIS.   (Fr.) 
Gerbeaux,  J.  (Trousseau  Hosp.,  Paris), 

J.  Tournier  and  J.  Grunberg.  Ann.    Pediatr. 
't7(21):372-376,  1971. 


6935      CYSTADENOMA  OF  THE  PANCREAS.   DISCUSSION 

AND  CASE  REPORT.   (E.)   Scott-Young,  M. 
(Rachel  Forster  Hosp.,  Sydney,  Australia).  Med. 
J.  'Aust.    1 (9):468-470,  1971. 


6936      CLOSED  TRAUMA  OF  THE  PANCREAS.   (REPORT 
ON  2  CASES).   (Fr.)   Lamelin,  J.  C. 
Cent.  Hosp.,  Roubaix,  France)  and  J.  Oevambez. 
Ltlle  Med.    1 6 (2) :285-287,  I971 


6946      CONNECTIVE  TISSUE  TUMOR  OF  THE  PAN- 
CREATIC REGION.   (Fr.)   Joyeux,  R.  and 
M.  Averous.  Lyon  Chir.    67(3) :232-234,  1971. 


6947      EFFECT  OF  MEDIUM  CHAIN  TRIGLYCERIDE  ON 

INTESTINAL  ABSORPTION  OF  LONG  CHAIN 
FATTY  ACIDS  IN  CHILDREN  WITH  CYSTIC  FIBROSIS  FED 
A  MIXED  DIET.   (it.)   Ansanelli,  V.  (U.  Naples 
Inst.  Clin.  Pediatr.,  Italy)  and  M.  A.  Capotorti. 
Fraaastoro   63(3-4) :637-64l ,  I970. 


See  also  numbers:   6535,  6557,  6565,  6566,  7079 
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69/,8      GROWING  ROLE  OF  EARLY  SURGERY  IN 

CHRONIC  PANCREATITIS:   A  PRACTICAL 
CLINICAL  APPROACH.   (E.)   Dixon  J.  A.  and  E. 
Englert,  Jr.  (VA  Hosp. ,  Salt  Lake  City,  Utah). 
Gastroenterology   61 (3) :375-38l ,  1971. 

Patients  with  chronic  pancreatitis  of  alcoholic, 
familial  and  idiopathic  types  ultimate  y  have 
severe  pain,  diabetes,  debility,  addiction  and 
psychiatric  problems.   Medical  measures  have 
been  generally  unsuccessful  in  treating  this 
disorder.   Accurate  diagnosis  and  clear-cut_ 
demonstration  that  the  patient  has  progressive 
chronic  pancreatitis  are  2  major  considerations 
fo  early  surgical  intervention.   During  surgical 
exploration  residual  biliary  tract  disease  may 
be  found  as  indicated  by  a  patholog i cal  gal  1  bladder 
or  common  duct,  stones,  strictures,  or  fibrosis 
of  the  ampulla  of  Vater.   Correction  of  this 
problem  is  usually  successful.  [^--'°''y')\ll^. 
tUe   pancreas  may  be  drained  at  the  time  of  opera 
tion.   Additional  surgical  treatment  allows 
procedures  to  be  carried  out  such  as  sph i nctero- 
Dlasty  and  retrograde  ductal  dilatation,  distal 
p  ncrea?ectomy.  longitudinal  pancreat icojejunostomy 
and  near  total  or  total  pancreatectomy  '"  those 
patients  with  disabling  and  far-advanced  chronic 
pancreatitis.   In  the  case  of  diagnostic  proof 
demonstrable  progression  or  ^PP^^^^""  °^,,  ^"Jg'i^ 
svmptoms,  it  seems  that  surgery  used  in  the  ear  y 
'h^se^  of   chronic  pancreatitis  should  be  care  uY 
considered  as  a  method  of  preventing  or  modifying 
the  end  stages  of  the  disease  process. 

691,9      HAEMORRHAGIC  SHOCK  IN  EARLY  ACUTE 

PANCREATITIS.   A  RARE  BUT  SIGNIFICANT 
EVENT.   (E.)   Karmody,  A.  M.  (Aberdeen  Roy. 
infir;.,  Scotland)  and  J.  M.  D.  Galloway.  Br.    J. 
Surg.    58(7):519-520,  1971. 

Hypovolemic  shocl<  resulting  from  massive  i.p. 
bleeding  in  a  68-yr-old  man  with  acute  pancreatitis 
is  reported.  The  patient  presented  with  epi- 
gastric pain,  low  systolic  blood  pressure   rapid 
pulse,  and  poor  peripheral  circulation   B  ood 
studies  revealed  a  serum  amylase  of  533  ^"  ^s. 
Upon  laparotomy,  a  tremendous  amount  of  fluid  and 
c?ot  were  seen  in  the  lesser  sac.   Bleeding  had 
resulted  from  erosion  of  3  poster lor  arcades  of 
the  left  gastric  artery  which  overlaid  a  focal 
area  of  fatty  necrotic  pancreas.   Bleeding  was 
controlled  and  blood  volume  was  restored  prior 
to  closing  the  abdomen.  The  patient  s  post- 
operative  convalescence  was  smooth  and  after  1  yr 
hirgeneral  health  was  excellent.  Laparotomy  or 
paracentesis  seems  indicated  in  patients  with 
acute  pancreatitis  accompanied  by  ^^'^^^^^°JJ. 
collapse,  and  only  early  laparotomy  can  prevent 
death  where  severe  hemorrhage  is  present. 


OF  UNDETERMINED  ORIGIN.   (E.)   Pfefferman  R. 
(Hadassah  Univ.  Hosp..  J^^y^^)  ^";\^"'^  ]-J^' 
Luttwak.  ArcK    Surg.    }03{h) 'Mk-k8(>,    1971. 

Four  cases  of  pancreatitis  with  Pathology  in  the 
biliary  system  are  presented,  in  ^hich  all  the 
accepted  diagnostic  measures  were  ineffective  in 
elucidating  the  etiology  of  the  disorder   The 
results  of  X-ray  studies  were  normal.  At  explora 
tion  the  gallbladders  and  common  bi  e  ducts 
Uem;d  to  be  normal,  and  even  operative  cholangio- 
grams  did  not  reveal  stones.   A  common  entrance 
of  the  biliary  and  pancreatic  ducts  was  demon- 
ftrated  in  all  k   cases.   On  histological  examina- 
tion of  the  gallbladder,  cholecystitis  was  found 
in  all  cases,  with  cholesterolos 1 s  in  1  and  tiny 
Jone  in Th;  other  3.  Aspiration  of  bile  through 
aauze  d  essing  allowed  the  detection  of  the  tiny 
s  ones   Following  treatment  of  the  biliary  tract 

seas;,  the  patients  had  no  further  attacks  °f 
pancreatitis  during  the  follow-up  of  12  to  30 
months  from  the  time  of  operation. 


6951 


6950 


GALLSTONE  PANCREATITIS.   EXPLORATION 
OF  THE  BILIARY  SYSTEM  IN  PANCREATITIS 


IMMUNOHISTOCHEMICAL  STUDY  OF  GLOMERULAR 
LESIONS  IN  ACUTE  PANCREATITIS.   U.)_ 
GuDta   R  K.  (St.  Catharines  Gen„  Hosp.,  Ontario, 
c7olVs)        Aral   Pathol.    92 C*) : 267-272,  1971. 

Kidneys  were  studied  immunohi stochemical ly  i n  1 5 
c  ses'of  acute  pancreatitis.   ^  °--  '  ^  °"f33,3 
histopathologic  alterations  in  12  of  the  15  cases 
and  changes  included:   diffuse  to  segmental 
thickening  of  capillary  basement  -"^-^brane  and 
enlarged  glomeruli  due  to  increased  mesangial 
matrix  with  presence  of  Schi f f-pos 1 t , ve  and 
argyrophilic  material  in  those  locations.   In  6 
of'{2  cases,  the  tubules  showed  evidence  of 
moderate  vacuolar  degeneration  and  focal  areas 
of  tubular  necrosis.  With  immunofluorescence 
studies,  glomeruli  showed  distinct  lo"ll^^^^'°" 
Tf^rnjugates  of  IgG.  -bbitantihuman  fibrin  and 
rabbit  ant i human  fibrinogen  in  5  of  the  8  cases 
IqM   IgA  or  complement  were  never  found.   '"  ^n^ 
5  c^ses,  mesangial  and  basement  membrane  depos 1 ts 
of  tgG  :ere  seen  as  coarsely  diffuseto  lumpy 
deposits  lying  in  the  mesangial  matrix  and  in  a 
diffuse  manner  both  inside  and  outside  the 
basement  membrane.   Local izat  on  of  none  of  the 
conjugates  was  observed  in  relation  to  tubule 
lininq  cells  or  their  basement  membranes.  The 
io^run  may  be  the  primary  site  of  damage  in 
some  cases  of  acute  pancreatitis,  and  the 

Wrular  lesion  probably  simulates  the  changes 
as  are  seen  in  membranous  glomerulopathy. 

6952      PREGNANCY  PANCREATITIS.   (E.)   Berk, 
^        J   E   (U.  California  Dept.  Med., 

Irvine).  B.'n.'smith  and  M.  M.  Akrawi.  Am.    J. 

Gastroenterol.    56(3) :2l6-226.  1971. 

Four  women  with  acute  Pancreatitis  developing 

during  pregnancy  or  within  a  week  fol lowi ng 
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delivery  were  presented,  and  pertinent  features 
of  pregnancy  pancreatitis  were  summarized.   All 
survived.   Acute  pancreatitis  usually  develops 
during  the  third  trimester  of  pregnancy  or  in 
the  early  postpartum  period.   Possible  causes  for 
acute  pancreatitis  in  pregnancy  are  much  the 
same  as  those  adduced  for  acute  pancreatitis  in 
nonpregnant  patients.   However,  alcoholism  is  not 
a  prominent  causative  factor  in  pregnant  women, 
whereas  biliary  tract  disease  is  a  frequent  con- 
comitant disorder.   Hyper  1 i pidemia,  increased 
abdominal  pressure,  thiazide  diuretic  administra- 
tion, rarely  hyperparathyroidism  and  particularly 
gallstone  disease  may  be  contributing  factors  in 
some  instances.   In  diagnosis,  serum  amylase  and 
lipase  levels  and  urine  amylase  excretion  should 
be  done  more  often  during  pregnancy,  especially 
when  digestive  symptoms  and  pain  occur.   Calcium 
levels,  normally  lowered  in  the  pregnant  women, 
do  not  carry  the  same  diagnostic  and  prognostic 
significance.   Cu Idocentes i s  may  be  of  diagnostic 
value.  Treatment  is  basically  conservative,  with 
termination  of  the  pregnancy  to  be  considered 
when  response  to  medical  measures  is  unsatisfactory. 


The  relevance  of  recent  information  derived  from 
experimental  pancreatitis  and  newer  ideas  in  the 
recognition  and  treatment  of  pancreatitis  are 
reviewed.   Etiologic  factors  include  biliary 
tract  disease,  alcoholic  pancreatitis,  duodenal 
reflux  and  duodenal  obstruction,  hyperparathyroidism, 
pancreatic  stones,  hereditary  pancreatitis,  hyper- 
lipidemia  and  postoperative  pancreatitis.   The 
pathophysiology,  including  the  role  of  proteolytic 
and  lipolytic  enzymes,  diagnosis,  differential 
diagnosis  and  clinical  features  of  acute  pan- 
creatitis are  reviewed.   The  metabolic  consequences 
of  acute  pancreatitis  include  altered  calcium 
metabolism,  lipid  metabolism  and  islet  cell 
function.   The  effectiveness  of  various  medical 
and  surgical  procedures  employed  in  the  treatment 
of  acute  pancreatitis  are  summarized. 


695^*      THE  X-RAY  DIAGNOSIS  OF  CHRONIC 

PANCREATITIS.   (Rus.)   Salman,  M.  M., 
V.  M,  Arablinskli,  R.  N.  Gurvich  and  V.  S.  loffe. 
Klin.    Med.    (Mask.)    49(5) : 105-1 08,  1971. 


6953      ACUTE  PANCREATITIS.   (E.)   Banks,  P.  A. 

(Harvard  Med.  Sch.,  Boston,  Mass.). 
Gastroenterology    61 (3) :382-397,  1971. 


6955      SOME  PROBLEMS  IN  THE  DIAGNOSIS  OF 

CHRONIC  PANCREATITIS.   (Rus.) 
Porembskii,  0.  B.,  S.  S.  Rakhmaninov  and  E.  L. 
Bronshtein.  Vestn.    Khir.    1 06 (2) :27-32 ,  1971. 
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6956      THE  SERUM  CONCENTRATION  OF  THE  THIRD 

COMPONENT  OF  COMPLEMENT  Bic/BlA  'N 
LIVER  DISEASE.   (E.)   Fox,  R.  A.  (Roy.  Free  Hosp., 
London),  F.  J.  Dudley  and  S.  Sherlock.  Gut 
12(7):57'4-578,  1971. 

The  serum  concentration  of  the  third  component 
of  complement  (C'3)  was  measured  in  221  patients 
with  various  types  of  acute  and  chronic  liver 
disease  and  A6  healthy  controls.  All  of  the  18 
patients  with  massive  necrosis  of  the  liver  had 
hypocomplementemia  (mean  C'3  level  of  k(>   mg/lOO 
ml,  compared  to  a  normal  level  of  170  mg/lOO  ml). 
There  was  no  difference  between  the  patients 
with  a  viral  etiology  and  a  drug  etiology.  The 
majority  of  the  150  patients  with  chronic  liver 
disease  had  normal  levels  of  serum  C'3.  There 
were  no  patients  with  low  C'3  levels  among  those 
with  chronic  persistent  hepatitis,  primary  biliary 
cirrhosis,  primary  liver  cell  cancer,  or  alcoholic 
liver  disease.   Six  of  the  53  with  active  chronic 
hepatitis,  and  h   of  the  35  with  cryptogenic 
cirrhosis  had  hypocomplementemia.  There  was  no 
correlation  between  the  level  of  C'3  and  other 
evidence  of  disturbed  immunity.  Three  of  the  6 
patients  with  active  chronic  hepatitis  were 
positive  for  hepatitis  associated  antigen,  and 
negative  for  autoantibodies,  all  3  showing  fea- 
tures of  hepatic  decompensation  with  jaundice. 
The  observed  hypocomplementemia  in  these  patients 
with  liver  disease  may  be  due  to  decreased 
synthesis  or  increased  consumption  of  C'3,  or  a 
combination  of  both. 

6957      STUDIES  WITH  S^s-lABELLED  DL-PEN I C I LLAMI NE 

IN  PATIENTS  WITH  WILSON'S  DISEASE. 
(E.)   Gibbs,  K.  (U.  Cambridge  Dept.  Invest.  Med., 
England)  and  J.  M.  Walshe.  Q.    J.   Med.    40(158): 
275-287,  1971. 

In  6  patients  with  Wilson's  disease,  labeled  ^^S 
DL-penicil lamine  appeared  rapidly  in  the  plasma 
after  oral  administration.  The  mean  maximum 
concentration  reached  was  3.'*^  of  the  dose  per 
liter  of  plasma  at  1  hr  and  this  was  rapidly 
followed  by  the  appearance  of  the  label  in  the 
urine.  Autoradiographic  studies  demonstrated 
that  the  ^^S  remained  in  the  penicillamine 
molecule  and  did  not  appear  to  take  part  in 
transfer  to  other  amino  acids.   Penicillamine  had 
a  similar  clearance  from  plasma  as  creatinine  in 
the  first  few  hr;  it  seemed  that  both  D  and  L 
isomers  were  similarly  handled  by  the  kidney. 
Early,  however,  penicillamine  became  bound  to 
serum'albumin  and  hence  was  less  readily  able  to 
pass  through  a  semi -permeabl e  membrane.  This 
was  followed  by  a  rapid  decline  in  the  rate  of 
excretion  in  the  urine  which  was  complete  by  24 
hr.  During  the  first  few  hr  after  administration, 
penicillamine  may  be  evenly  distributed  throughout 
the  body  fl u id,'  account ing  for  its  therapeutic 
efficacy  as  a  copper  chelator  since  it  was  able 
to  reach  the  metal  in  the  intracellular  as  well 


as  the  extracellular  compartment.  Two  patients 
who  had  had  toxic  reactions  to  penicillamine  did 
not  appear  to  handle  the  drug  differently  from 
the  other  k^ 


6958 

Landing, 
and  T.  R. 


ANATOMY  OF  THE  HEPATIC  LESION  OF 
INFANTILE  POLYCYSTIC  DISEASE.   (E.) 
B.  H.  (Child.  Hosp.,  Los  Angeles,  Calif.) 
Wells.  Paediatr.    Univ.    Tokyo    (I8): 


112-119,  1971. 

Blocks  of  liver  from  a  2-week-old  male  infant 
with  typical  hepatic  lesions  of  infantile  poly- 
cystic disease  were  processed  for  serial  section- 
reconstruction  and  graphic  analysis  procedures. 
Low-power  photomicrographs  showed  that  the  cysts 
are  enlarged  Hering  canals  and  interlobular, 
ductules.  These  anatomic  abnormalities  appear 
to  result  not  from  obstruction  of  the  biliary 
tree  or  from  primary  overproduction  of  bile 
ductules  but,  instead,  from  enlargement  of  the 
components  of  the  anastomosing  network  of  such 
ductules  normally  situated  on  the  periphery  of 
portal  areas.   Many  similarities  of  this  lesion 
with  the  renal  lesion  were  observed:   involvement 
of  ducts  in  the  range  of  branching  generations 
12-20  from  the  epithelial  primordium;  involvement 
of  terminal  branches  of  the  duct  system;  involvement 
of  the  level  of  the  duct  system  into  which  drain 
the  functioning  parenchymal  units,  the  liver 
cell  cords;  involvement  of  all  ductules  of  the 
appropriate  type  in  a  basic  process  of  enlargement 
(hypertrophy  with  epithelial  hyperplasia)  of 
structures  normally  present. 


6959      AUXILIARY  LIVER  ALLOTRANSPLANTATION  IN 

DOGS.   AN  IMPROVED  TECHNIC  AND 
EFFECTIVENESS  OF  ANTIH I STAHI Nl C  DRUGS  IN  PREVENTING 
OUTFLOW  BLOCK.   (E.)   Dionigi,  R.  (U.  Cincinnati 
Dept.  Surg.,  Ohio),  J.  W.  Alexander,  J.  L. 
Meakins  and  J.  P.  Fidler.  Eur.    Surg.    Res.    3(2): 
93-10't,  1971. 

Liver  homografts  were  transplanted  on  the  left 
side  of  the  abdomen  in  28  spl enectomi zed  mongrel 
dogs.  The  dogs  with  hepatic  transplants  were 
divided  into  2  groups  on  the  basis  of  whether  or 
not  the  antihistamine,  diphenhydramine  hydro- 
chloride, was  in  the  perfusate.  Of  11  animals 
receiving  transplants  without  the  antihistamic 
drug,  6  died  of  outflow  block  syndrome  with 
dark-blue,  congested,  hemorrhagic  livers.  Two 
dogs  developed  intractable  bleeding  diathesis 
due  to  excessive  fibrinolysis.  Two  other  dogs 
died  of  intravascular  clotting  and  acute  allograft 
rejection.   Of  the  17  dogs  perfused  with  the 
antihistamine,  only  1  showed  significant  outflow^ 
block  which  was  associated  with  prolonged  ischemia. 
Additional  infusion  of  the  drug  into  the  portal 
vein  dramatically  improved  the  blood  flow.  Four 
dogs  died  of  thrombosis  with  hypercoagulability 
after  3-4  days,  3  died  of  rejection  after  6,  7 
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and  10  days,  resp.  and  h   died  of  bronchopneumonia. 
Other  deaths  were  due  to  bleeding,  technical 
errors  and  intussusception.  One  dog  sacrificed 
107  days  after  the  transplant  showed  an  enlarged 
transplanted  liver  with  some  foci  of  lymphoid 
cells  around  vessels.  The  recipient's  own  liver 
had  abnormal  architecture,  decreased  hepatocellular 
mass  and  approximated  portal  triads  and  central 
veins.  Arterial  supply  and  isotope  uptake  were 
considerably  better  in  the  transplanted  liver 
than  in  the  host's  liver.  Antihistamines  appear 
helpful  in  preventing  outflow  block  syndrome 
associated  with  liver  allotransplantation. 


6960      FATAL  FAMILIAL  STEATOSIS  OF  THE  LIVER 

AND  KIDNEY  IN  TWO  SIBLINGS.   (E.) 
R8s3nen,  0.  (U.  Oulu  Dept.  Pathol.,  Finland),  M. 
Korhonen,  S.  SimilS,  T.  Autere  and  J.  Hakosalo. 
Z.  Kinderheilkd.    1 1 0(4) :267-275,  I97I. 

Cases  are  briefly  reported  of  2  siblings,  born  16 
months  apart  to  healthy  27-yr-old  parents  with  a 
noncontributory  family  history.  The  first,  who 
had  developed  normally,  died  at  19  months  of  age 
with  atypical  hepatitis,  while  the  second  died 
at  56  hr  of  apparent  cerebral  hemorrhage.  At 
autopsy,  both  were  found  to  have  marked  fatty 
degeneration  of  the  hepatic  parenchymal  cells 
and  of  the  renal  tubular  epithelial  cells. 


6961      VITAMIN  DEFICITS  IN  SEVERE  ALCOHOLIC 

FATTY  LIVER  OF  MAN  CALCULATED  FROM 
MULTIPLE  REFERENCE  UNITS.   (E.)   Frank,  0.  (Coll. 
Med.  Dent.  New  Jersey,  Newark),  A.  Lu isada-Opper, 
M.  F.  Sorrel  1,  A.  D.  Thomson  and  H.  Baker.  Exp. 
Mot.   Pathol.    15(2) :191-197,  1971. 

Hepatic  levels  of  various  vitamins  were  measured 
in  biopsy  and  autopsy  specimens  from  69  patients 
with  normal  livers  and  hk   patients  with  hepatic 
fat  accumulation.  The  vitamin  patterns  of  fresh 
autopsy  liver  samples  and  the  percutaneous  liver 
biopsies  were  the  same.   In  the  severe  fatty 
liver,  the  total  fat  was  increased  S'jO^  while 
DNA-phosphorus  and  total  nitrogen  decreased  501 
and  S\%,    resp.,  where  fat  deposition  had  occurred. 
Vitamin  titers  in  order  of  decreasing  magnitude 
in  normal  liver  were  nicotinate,  pantothenate, 
vitamin  B6,  thiamine,  N^-methyl tetrahydrofolates, 
other  tetrahydrofolates,  vitamin  B)2,  and  biotin. 
Nicotinate  titers  in  normal  liver  were  about  3kO 
times  higher  than  biotin.  The  largest  percentage 
of  vitamin  deviations  occurred  when  total  fat 
was  used  as  a  reference;  the  vitamin  decreases 
based  on  DNA-phosphorus  and  total  nitrogen  was 
less  when  fat  infiltrated  the  liver.   Biotin  was 
most  depressed  in  livers  with  severe  fat  accumula- 
tion; the  least  depressed  were  the  tetrahydro- 
folates.  In  the  severe  fatty  liver,  pantothenate 
was  higher  than  nicotinate  and  other  tetra- 
hydrofolates were  higher  than  N^-methyl tetra- 
hydrofolates. Total  liver  fat  compared  favorably 
with  total  nitrogen  and  DNA-phosphorus  as  a 
reference  base. 


6962      CONGENITAL  CYSTIC  DISEASE  OF  THE  LIVER 

AND  BILIARY  SYSTEM.   (E.)   Longmire, 
W.  P.,  Jr.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.), 
S.  A.  Mandiola  and  H.  E.  Gordon.  Ann,    Surg. 
]7h(h):7U-726,    1971. 

Records  of  58  patients  with  various  types  of 
cystic  lesions  related  to  the  biliary  system 
over  a  period  of  15  yr  were  reviewed.   Most  of 
the  cystic  conditions  Ctl)  were  either  intra- 
hepatic, primarily  parenchymal,  solitary  cysts 
(9)  with  or  without  communications  with  biliary 
system,  polycystic  disease  (23)  or  typical 
extrahepatic  choledochal  cysts  (9).   Cystic 
biliary  malformation  was  classified  in  relation 
to  the  levels  of  the  biliary  tree  affected. 
Apparently,  at  one  stage  of  embryolog ical 
development,  many  more  intralobular  bile  ducts 
are  formed  than  are  necessary.   Failure  of  these 
ducts  to  involute  and  in  the  absence  of  proper 
distal  duct  connections,  they  may  undergo  gradual 
dilatation  to  form  a  polycystic  liver.   Solitary 
cysts  of  bile  duct  origin  may  arise  by  a  similar 
mechanismo   Multiple  cysts  of  intrahepatic  ducts 
may  represent  a  malformation  in  the  most  distal 
portion  of  the  ductal  system  formed  from  the  duct 
anlage.   Surgical  treatment  is  generally  designed 
to  limit  the  size  of  the  liver  mass  so  as  to 
avoid  interference  with  adjacent  organs  and 
structures,  and  to  maintain  a  normal  nonseptic 
bile  flow. 


6963      HAEMOSTATIC  INCISION  OF  THE  LIVER: 
CARBON-DIOXIDE  LASER  COMPARED  WITH 
SURGICAL  DIATHERMY.   (E.)   Hall,  R.  R.  (Roy.  Coll. 
Surg.  England,  London).  Br.   J,   Surg.    58(7): 
538-540,  1971. 

Using  either  the  laser,  diathermy,  or  a  scalpel 
the  anterior  one-third  of  the  left  main  lobes  of 
hy   rat  and  26  dog  livers  were  excised.   Blood 
loss  per  cm^  of  incised  rat  liver  surface  was 
smaller  following  laser  resection  than  with  the 
other  methods.   In  dogs  bleeding  was  profuse  if 
the  hepatic  inflow  circulation  was  not  interrupted, 
and  the  laser  was  unable  to  prevent  this  hemorrhage. 
Total  bleeding  after  scalpel  and  laser  resection 
was  very  similar  in  dogs,  and  accounted  for 
40-501  of  the  total  blood  volume.  On  the  other 
hand,  when  hepatic  vessels  were  clamped  during 
incision  the  total  hemorrhage  was  reduced  hO%   by 
diathermy  and  8S%    by  laser  compared  with  the 
scalpel  control.  Anticoagulation  did  not  affect 
the  results  of  diathermy  incision,  but  the  pres- 
ence of  the  normal  clotting  mechanism  made  the 
superiority  of  laser  incision  even  more  marked. 
Cutting  diathermy  sealed  vessels  of  up  to  about 
0.5  mm  diameter,  while  the  laser  closed  vessels 
up  to  almost  2  mm.   These  vessels  also  resisted 
normal  portal  and  hepatic  arterial  pressures 
when  the  clamps  were  released.   The  carbon 
dioxide  laser  could  enable  multiple,  partial, 
lobar  resections  to  be  performed,  which  would 
permit  a  bolder  approach  to  metastatic  carcinoma, 
hydatid  disease,  or  early  multifocal  hepatoma. 
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eskk  THE  EFFECT  OF  OBSTRUCTIVE  JAUNDICE  ON 

THE  BLOOD  VOLUME  IN  RATS,   (E.) 
Gillett,  D.  J.  (Austin  Hosp.,  Heidelberg,  Victoria, 
Australia).  J.    Surg.   Res.    \\  0) :hk7-hk3,    1971. 

Blood  volume  changes  were  measured  in  rats  after 
ligation  of  the  common  bile  duct  to  determine 
the  effect  of  obstructive  jaundice.  Within  8 
days  after  common  duct  ligation  the  mean  blood 
volume  was  '*.57  ml/lOO  g  as  compared  to  5.3^ 
ml/100  g  before  obstruction.   Control  animals 
showed  no  change  in  blood  volume  during  this 
period.   The  mean  bilirubin  concentration  in 
control  animals  was  less  than  0.4  mg/100  ml  while 
in  animals  whose  common  bile  duct  had  been 
ligated  0  days  previously,  mean  bilirubin  levels 
were  3.^   mg/100  ml.   No  significant  differences 
were  observed  in  the  mean  weight  changes  of  the 
two  groups  during  the  experiment.   Normal  blood 
volume  should  be  restored  in  patients  undergoing 
this  procedure  at  the  time  of  operation,  and 
should  be  considered  in  their  postoperative 
management. 


6965      PORTAL  HYPERTENSION  IN  A  PATIENT  WITH 

OSTEOPETROSIS.   A  CASE  REPORT  WITH' 
DISCUSSION  OF  THE  MECHANISM  OF  PORTAL  HYPERTENSION. 
(E.)   Denison,  E.  K.  (550  Washington  St.,  San 
Diego,  Calif.),  R.  L.  Peters  and  T.  B.  Reynolds. 
Aroh.    Intern.   Med.    1 28(2) :279-283,  1971. 

A  single  case  is  reported  of  a  56-yr-old  white 
female  followed  for  20  yr.   Stigmata  of  osteo- 
petrosis consisted  of:   hepatosplenomegaly , 
severe  anemia,  deafness,  blindness,  characteristic 
X-ray  changes,  maxillary  osteomyelitis  and  a  long 
history  of  pathological  fractures.   Her  portal 
hypertension  was  clinically  manifested  by  a 
dilated  epigastric  vein  and  the  Cruveilhier- 
Baumgarten  murmur  and  thrill.   Liver  biopsy  and 
studies  of  portal  hemodynamics  excluded  other 
causes  of  portal  hypertension.  This  hypertension 
is  thought  to  be  due  to  increased  extramedul 1 ary 
hematopoiesis  with  a  consequent  increase  in  splenic 
blood  flow  and  in  intrahepatic  vascular  resistance. 


6966      SUGGESTED  PATHOB lOCHEMI CAL  DEVELOPMENT 

OF  CHRONIC  HEPATIC  PORPHYRIAS.  (E,) 
Doss,  M.  (Univ.  Inst.  Hyg.,  Marburg  a.d.  Lahn, 
Germany).  Klin.    Wochensahr.    ii3{\(>)  ■.3k]-3k2 ,    1971. 

A  hypothetical  sequence  for  the  development  of^ 
biochemically  distinct  stages  in  chronic  hepatic 
porphyriasis  (CHP)  is  presented.   It  is  proposed 
that  a  liver  lesion  can  produce  secondarily 
elevated  excretion  of  coproporphyr i n  (COPRO)  as 
well  as  CHP  type  A.   Increased  excretion  of 
uroporphyrin  (URO)  leads  to  either  coprouropor- 
phyrinuria  or  to  CHP  type  B  (from  type  A),  which 
can  also  develop  from  secondary  coprouroporphyr i n- 
uria  after  inversion  of  the  COPRO/URO  ratio  with 
concomitant  increase  of  hepatocarboxy 1 i c  porphyrin 
(HEPTA) .   This  inversion,  together  with  a  con- 
siderable elevation  of  excretion  of  URO  and  HEPTA, 


must  occur  whenever  coproporphyri nur ia  or 
coprouroporphyrinuria  progresses  into  CHP  type  C. 
Porphyria  cutanea  tarda  always  develops  from 
asymptomatic  type  C  as  the  absolute  amounts  of 
URO  and  HEPTA  in  the  urine  increase.  Thus,  a 
stepwise  progression  from  the  secondary  porphyrin 
urias  through  the  asymptomatic  CHPs  to  porphyria 
cutanea  tarda  seems  to  exist.  A  diagram  of  the 
progression  is  included. 


6967      LIVER  SCANS  IN  CHRONIC  GRANULOMATOUS 

DISEASE  OF  CHILDHOOD.   (E.)   Samuels, 
L.  D.  (Child.  Hosp.,  Columbus,  Ohio).  Pediatrics 
48(l):'4l-50,  1971. 

The  5  subjects  briefly  reported  consisted  of  2 
Caucasian  cousins  with  predominate  hepatic 
involvement,  a  Caucasian  boy  with  diffuse  hepatic 
involvement  with  lymphoma  and  2  Negro  sisters 
with  hepatic  and  systemic  involvement.   Liver 
scans  were  prepared  after  preparation  of  the 
patient  with  either  131|_Rose  Bengal  or  ^^  Tc 
sulfur  colloid.   Serial  scans  were  performed  at 
intervals  of  3-10  days,  permitting  assessment  of 
resolution  or  progression  of  abscesses  during 
and  after  a  course  of  appropriate  therapy.   Such 
scanning  permits  visualization  of  both  bacterial 
abscesses  and  the  sterile  granulomas  which 
characteristically  involve  the  liver,  although 
it  may  not  be  possible  to  differentiate  these 
processes  from  diffuse  or  miliary  hepatic 
disease  of  other  etiologies.   This  technique 
also  permits  more  precise  localization  of 
abscesses  from  anterior,  posterior  and  lateral 
aspects  to  facilitate  closed  surgical  drainage. 
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INTRAHEPATIC  BILIARY  ATRESIA  ASSOCIATE 
WITH  THE  PRESENCE  OF  AUSTRALIA-ANTIGEN 
(E.)   Ferrante,  L.  (U.  Padua  Pediatr.  Clin., 
Italy)  and  F.  F.  Rubaltelli.  Paediatr.   Paedol. 
6(3):225-229,  1971. 

A  term  baby  was  born  35  days  after  his  father 
manifested  viral  hepatitis.   At  15  days  of  age, 
the  child  was  noted  to  be  jaundiced  with  acholic 
stools.   During  the  ensuing  period  he  had 
elevated  transaminases,  hyperbilirubinemia, 
hypercholesterolemia,  an  increased  serum  IgM 
level  and  plasma  positive  for  hepat i t i s-associat 
antigen.   A  scan  with  131|  labeledRose  Bengal 
was  suggestive  of  intrahepatic  biliary  atresia. 
A  laparotomy  was  performed  at  5  months  of  age. 
Operative  cholangiography  revealed  patency  of 
both  the  right  and  left  extrahepatic  ducts,  but 
both  were  significantly  reduced  in  diameter. 
Open  liver  biopsy  revealed  absence  of  intrahepat 
biliary  ducts  in  the  portal  spaces. 


6969      CIRCUITRY  AND  TECHNIQUE  OF  EXTRA- 
CORPOREAL PORCINE  LIVER  PERFUSION  FOR 
THE  TREATMENT  OF  HEPATIC  COMA.   (E.)   Chalstrey, 
L  J.  and  S.  P.  Parbhoo  (Roy.  Free  Hosp.,  Londor 
Br.   J.    Surg.    58 (7)  :522-52'4 ,  1971. 
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Treatment  of  3  patients  in  acute  liver  failure 
by  perfusing  their  blood  through  an  isolated  pig 
liver  is  described.  The  apparatus  is  equipped 
with  a  disposable  oxygenator  and  allows  monitoring 
of  liver  function  by  observation  of  blood  flow, 
pressure,  temperature,  bile  output,  pH,  PCO2  and 
PO2  of  the  extracorporal  perfusate.   All  3 
patients  were  comatose  due  to  acute  liver  failure 
resulting  from  infectious  hepatitis,  acute  fatty 
liver  of  pregnancy  or  paracetamol  - i nduced  liver 
necrosis.   All  were  unresponsive  to  painful 
stimuli.   Levels  of  consciousness  improved  following 
perfusion  of  their  blood  through  the  pig  liver  in 
all  3  patients  and  2  are  now  alive  and  well. 
This  technique  allows  satisfactory  function  of 
the  perfused  liver  independent  of  the  patient's 
condition  or  output  of  blood  from  his  arterial 
cannula,  and  seems  to  be  successful  in  the 
treatment  of  comatose  patients  suffering  from 
acute  1 i  ver  d  i  sease. 


6970      ISCHEMIA  POTENTIATING  CRYOSURGERY  OF 

PRIMATE  LIVER.   (E.)   Neel  ,  H.  B.  (NCI, 
Bethesda,  Md.),  A.  S.  Ketcham  and  W.  G.  Hammond. 
Ann.   Surg,    1  y'tU)  :309-3l8,  1971. 

The  pathophysiological  consequences  of  multiple 
repetitive  freezing  and  the  effects  of  transient 
ischemia  on  the  extent  of  cryonecrosis  was 
studied  in  the  liver  of  13  rhesus  monkeys. 
Uniform  circular  areas  of  frozen  liver  surface 
(iceballs)  with  diameters  of  2-20  mm  were 
produced  after  2  min  of  freezing  and  in  one  case 
increased  to  29  mm.  after  5  min  of  freezing. 
The  diameters  of  histologic  cryolesions  were 
similar  to  iceball  diameters  in  animals  treated 
without  ischemia  while  the  presence  of  ischemia, 
cryolesions  were  consistently  501  greater  than 
iceball  diameters.   The  diameter  of  the  cryolesion 
(volume  of  cyronecros i s)  was  always  greater  in 
the  group  treated  with  ischemia,  whereas  iceballs 
did  not  vary  in  size  in  either  ischemic  or  non- 
ischemic groups.   Freezing  doubled  the  cryonecrotic 
volume  and  was  quadrupled  by  the  addition  of 
ischemia.   SGPT  and  SCOT  values  were  increased 
after  cyrosurgery  and  then  returned  to  normal. 
Histologically,  2k   hr  after  a  non-ischemic 
freeze,  lesions  showed  homogeneous  avascular 
coagulation  necrosis,  lightly  stained  nuclei,  and 
loss  of  hepatocyte  cellular  detail.   Following 
freezing  during  ischemia,  bland  peripheral  lobular 
damage  was  found  along  portal  tracts,  adjacent 
to  normal  liver.   All  repetitive  freezing  enlarged 
the  lesions  and  led  to  uniform  cellular  death. 
Little  hemorrhage,  inflammation  or  edema  were 
found  in  the  treated  or  adjacent  areas.   While 
resolution  was  usually  complete  within  60  days 
of  cryosurgery,  time  for  resolution  was  directly 
related  to  the  magnitude  of  the  cold  insult. 
Cryosurgery  coupled  with  ischemia  safely  destroyed 
significant  portions  of  primate  liver  and  may  be 
effective  in  the  eradication  of  rapidly  enlarging 
tumorso 


6971      THE  NATURAL  HISTORY  OF  PRIMARY 

CARCINOMA  OF  THE  LIVER.   (E.)   Bengmark, 
S.  (U.  Lund  Dept.  Surg.,  Sweden),  B.  BtSrjesson 
and  L.  HafstrOm.  Saand.    Jo    Gastroenterol.    (>ik): 
351-355,  1971. 

A  retrospective  study  of  92  patients  with  primary 
hepatic  carcinoma  was  made.   Of  27  not  subjected 
to  laparotomy,  78I  died  within  1  month  of  diagnosis 
and  the  survival  ranged  from  O-3  months.   Of  50 
patients  who  underwent  laparotomy,  11  were  sub- 
jected to  biliary  shunt,  portal  shunt  or 
cholecystectomy.   Of  these,  27^  died  within  1 
month  of  surgery,  while  survival  for  the  11 
ranged  from  0-8  months  (mean,  2.k   months).   Of 
39  subjected  to  laparotomy  alone  (25  with  open 
hepatic  biopsy),  66.7%   died  within  1  month  and 
survival  ranged  from  0-k   months  (mean,  less  than 
1  month).   Another  15  were  subjected  to  hepatic 
resection  (s) ,  hepatic  de-arter ial izat ion  or 
chemotherapy  by  portal  vein  infusion.   One  male 
with  cancer  in  both  lobes  of  the  liver  is  alive 
at  11  months  after  de-arterial izat ion  {]k   months 
after  diagnosis)  and  3  are   alive  at  1,  2,  and 
10.5  yr  after  resection.   Survival  was  not 
related  to  type  of  tumor,  extent  of  tumor 
involvement,  concomitant  cirrhosis  or  elevation 
of  serum  alkaline  phosphatase  levels,  but  did 
correlate  with  serum  bilirubin  levels  such  that 
only  1  of  12  patients  with  a  bilirubin  level 
greater  than  5  mg^  survived  more  than  1  month. 


6972      IATROGENIC  LIVER  INJURY  RESULTING  FROM 

DUCTAL  INSTRUMENTATION  WITH  THE  FOGARTY 
BILIARY  BALLOON  CATHETER.   (E.)   Eaton,  S.  B., 
Jr.  (Letterman  Gen,  Hosp.,  San  Francisco,  Calif.), 
R.  D.  Wirtz,  J.  R.  Ten  Eyck  and  J.  C.  Richards. 
Radiology   1 00(3) :58!-584,  1971. 

A  characteristic  form  of  hepatic  injury  was 
described  as  a  complication  observed  in  3 
patients  who  underwent  biliary  ductal  exploration 
with  the  Fogarty  balloon  catheter.   The  complica- 
tion consisted  of  irregular  pseudoaneurysmal 
dilatation  of  hepatic  biliary  radicles  and 
hepatic  cavitation  demonstrated  by  intra-  or 
postoperative  cholangiography.   The  complications 
described  have  not  been  clinically  significant. 
Transient  hemobilia  and  chemical  evidence  of 
modest  hepatocellular  injury  have  been  the  only 
objective  abnormalities,  other  than  the  roentgen 
findings,  detected  in  patients  who  have  undergone 
this  procedure.   However,  persistent  or  severe 
bleeding  from  the  liver  could  conceivably  occur 
and  alternatively,  the  localized  areas  of  hepatic 
cavitation  formed  might  serve  as  a  focus  for 
abscess  formation  in  patients  with  low  grade  pre- 
operative cholangitis. 


6973      THE  NATURAL  HISTORY  OF  LIVER  ALLO-  AND 

AUTOTRANSPLANTATION  IN  THE  PIG.   (E.) 
Dent,  D.  M.  (U.  Cape  Town  Liver  Res.  Group, 
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South  Africa),  R.  Hickman,  C.  J.  Uys,  S.  Saunders 
and  J.  Terblanche.  Br.   J.    Surg.    58(6) :406-^13, 
1971. 

The  complications  of  biliary  drainage  by 
cholecystoduodenostomy  were  compared  with  those 
in  choledochocholedochostomy  in  2  groups  of  pigs 
receiving  orthotopic  liver  allografts  (20)  and 
autograft  controls  (20).   Pigs  undergoing  liver 
allotransplantation  demonstrated  low-grade 
rejection  of  the  allografted  liver  which  was 
maximal  during  the  second  week  and  which  subsided 
spontaneously  without  immunosuppression  in  17  of 
20  cases,  while  3  showed  more  intense  rejection 
and  died  within  1  week.  The  low-grade  rejection 
was  indicated  by  moderate  round-cell  infiltration 
seen  on  biopsies.  Gastric  ulcers  occurred  in  9 
of  the  10  allografts  with  a  cholecystoduodenostomy 
for  biliary  drainage,  and  in  7  of  10  animals 
with  a  choledochocholedochostomy.   Cholestasis 
occurred  in  7  of  10  in  the  former  group  and  5  of 
10  in  the  latter,  and  cholangitis  occurred  almost 
invariably  in  the  first  group  but  was  absent  in 
all  but  one  of  the  second  group.  Among  the 
autografts,  gastric  ulcer  occurred  in  8  with 
cholecystoduodenostomy,  but  in  only  2  with 
choledochocholedochostomyo  Biochemical  abnormali- 
ties suggestive  of  rejection  (increased  SCOT, 
alkaline  phosphatase,  and  bilirubin)  could  also 
be  caused  by  cholestasis  as  a  result  of  the 
biliary  drainage  method  chosen. 


697'*      ANT! -SALMONELLA  AGGLUTININS  IN  CHRONIC 

ACTIVE  LIVER  DISEASE.   (E,)   Protell, 
R.  L.  (Mayo  Clin.,  Rochester,  Minn.),  R.  D. 
Soloway,  W.  J.  Martin,  L.  J.  Schoenfield  and 
W.  H.  J.  Summerskill.  Lanaet   2(7720) :330-332, 
1971. 


An  infant  who  had  developed  neonatal  jaundice 
was  admitted  at  1  month  of  age  when  he  was  deeply 
jaundiced,  mildly  dehydrated,  markedly  distended 
with  ascites  and  showed  marked  hepatomegaly  and 
a  body  weight  of  3.'tl  kg.   Bilateral  posterior 
cortical  cataracts  were  present.   He  had  previously 
fed  well,  vomited  occasionally  and  had  diarrhea. 
The  urine  contained  bile,  reducing  substances 
7.3%  (later  shown  to  be  galactose),  75  mg  protein/ 
100  ml,  and  increased  amino  acids.   Serum  values 
were:  bilirubin,  16.8  mg^  total  and  9.2  mg% 
direct;  total  blood  sugar,  205  mg%   with  blood 
glucose  of  '♦0-65  mg%;    total  serum  proteins  of 
3.7  g%    (albumin/globulin  of  2.6/1.1).   He  was 
hyponatremic  (serum  sodium  of  lO**  mEq/liter)  and 
had  a  metabolic  acidosis.   On  admission  blood 
showed  no  detectable  galactose-1 -phosphate 
uridyl  transferase  activity  while  the  RBC 
galactose-1-phosphate  level  was  57  mg/lOO  ml  of 
packed  cells.  He  was  rehydrated  with  i.v.  glucose 
and  electrolytes  and  a  lactose-free  diet  but  he 
worsened  over  the  next  2  days,  becoming  un- 
responsive, oliguric  and  anemic,  with  increasing 
abdominal  girth  and  pretibial  and  scrotal  edema. 
He  was  placed  on  p.o.  neomycin  and  systemic 
ampicillin  and  received  an  exchange  transfusion 
of  700  ml  of  matched  packed  cells  plus  serum 
albumin;  at  that  time  100  ml  of  bile-stained 
ascitic  fluid  was  removed.  He  showed  rapid 
Improvement,  becoming  responsive,  sucking  and 
voiding  frequently,  and  within  ih   hr  had  lost  0.28 
kg,  and  had  a  smaller  liver.  After  10  days  he 
was  without  edema,  ascites  or  jaundice  and  the 
liver  was  only  3-4  cm  below  the  right  costal 
margin.  Discharged  on  the  19th  hospital  day,  he 
progressed  well  on  a  lactose-free  diet,  and  at  3 
yr  of  age  showed  normal  physical  and  mental 
development,  although  his  cataracts  had  not 
regressed  completely. 


Anti-salmonella  agglutinin  titers  were  measured 
In  'tO  patients  with  chronic  active  liver  disease, 
but  with  no  evidence  of  salmonellosis.  Of  the 
kO   patients,  12  (30%)  had  strongly  positive 
agglutinins  with  titers  at  1/80  or  greater. 
Cultures  of  blood  (7  patients),  feces  (8  patients), 
and  liver  (5  patients)  were  done  when  titers 
were  elevated,  but  all  were  negative.   Positive 
agglutinations  occurred  to  somatic  antigens  C,  D 
or  E,  as  well  as  to  flagellar  antigens  to 
Salmonel  la  paratyphi  A  and  B  and  S_.  typhi .  These 
raised  titers  probably  Indicate  abnormal  globulin 
formation,  rather  than  salmonellosis.  They  did 
not  correlate  with  treatment,  age,  sex,  presence 
of  cirrhosis,  duration  of  disease,  clinical 
course,  SCOT,  serum  bilirubin,  a-globul in,  IgA, 
IgG,  IgM,  lupus  erythematosi s  clot  test,  anti- 
nuclear  antibody,  or  anti-smooth  muscle  antibody. 


6976      CURRENT  DATA  ON  DIFFERENTIAL  DIAGNOSIS 
OF  JAUNDICE.   (Rum.)   Bossy,  D.  (Dr.  S. 
Stinca  Hosp.,  Bucharest,  Rumania).  Viata  Med. 
l8(6):273-276,  1971. 


6977     THE  DIAGNOSIS  OF  POSTOPERATIVE 

OBSTRUCTIVE  JAUNDICE.   (Ger.)  Gresser, 
A.  (Barmherzigen  Bruder  Hosp.,  Regensburg, 
Germany)  and  H.  Everke.  Munch.   Med.    Woahensahr. 
113(l't):515-5l8,  1971. 


6978      TRANSUMBILICAL  PORTOGRAPHY.  THE  VALUE 

OF  SELECTIVE  AND  OCCLUSIVE  INJECTION. 
(Fr.)  Delvigne,  J.  (Unlv.  Liege  Radiol.  Serv., 
Belgium),  N.  Jacquet  and  A.  Cops,  Ann.  Radiol. 
l'*(5-6):373-393,  1971. 


6975      LIVER  FAILURE  IN  GALACTOSEMIA  SUCCESS- 
FULLY TREATED  BY  EXCHANGE  BLOOD  TRANS- 
FUSION.  (E.)  '  Haworth,  J.  C.  (Child.  Hosp., 
Winnipeg,  Manitoba,  Canada)  and  F.  J.  Coodin. 
Can.   Med.  Assoc.   J.    105(3) :301  &  312,  1971. 


6979      THE  CLINICAL  VALUE  OF  TRANSUMBILICAL 

PORTOGRAPHY.   (Fr.)   Guffens,  J.  M. 
(U.  Liege  Dept.  Clin.  Pathol.  Med.,  Belgium)  and 
J.  Pirard.  Ann.   Radiol.    1  i*  (5-6)  :395-'*08,  1971. 
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6980      THE  DIAGNOSTIC  VALUE  OF  SERUM  B-GLUCUR- 

ONIDASE.   III.   CHANGES  OF  SERUM  B- 
GLUCURONIDASE  ACTIVITY  IN  LIVER  DISEASES  AS  COM- 
PARED WITH  THE  RESULTS  OF  OTHER  CLINICAL  AND 
CHEMICAL  INVESTIGATIONS.   (Ger.)   Nilius,  R. 
(Martin  Luther  U.,  1st  Med.  Clin.,  Halle-Wittenberg, 
Germany).  Z.  Gesamte  Inn.   Med,    26(12) :38A-393 
1971. 


6981      SCANNING  OF  THE  LIVER  IN  THE  DIAGNOSIS 

OF  CHRONIC  HEPATITIS  AND  CIRRHOSIS, 
(Rus.)   Loginov,  A.  S.  and  0.  P.  Petrova,  Med. 
Radiol,    (Mask.)    16(6): 10-15,  1971. 


6982      MAGNETIC  RECORDING  SYSTEM  FOR  SIMPLIFICA- 
TION OF  THE  STUDY  OF  HEPATIC  CIRCULATION 
USING  COLLOIDAL  I^SAu.   (Por.)   Lopes,  J.  F. 
(Francisco  Gentil,  Inst.  Oncol.,  Losbon,  Portugal) 
and  A.  M.  Baptista.  Arq.    Patol.    't2(l-2-3)  :55-60. 
1970. 


6983      SCINTIGRAPHY  AND  ARTERIOGRAPHY  IN  THE 

DIAGNOSIS  OF  DISEASES  OF  THE  LIVER. 
(E.)  Wang,  I.  (Gen.  Hosp.,  Toronto,  Ontario, 
Canada),  D.  E.  Wood,  R.  F.  Calapinto  and  B. 
Langer.  Can.   Med.   Assoa.   J.    io'((n)  :989-993 
1971. 


New  England  Med.  Ctr.,  Boston,  Mass.),  M,  M. 
Kaplan,  H.  J.  Wolfe  and  J,  A.  McGowan.  N.    Enql 
J.   Med.    284(25): 1422-1423,  1971. 


6990      FATAL  HEMORRHAGE  FOLLOWING  NEEDLE 

BIOPSY  OF  HEPATIC  HEMANGIOENDOTHELIOMA. 
(E.)   Karpas,  C.  M.  and  E.  E.  Pavon.  ni  State. 
J.   Med.    71  (7): 770-772,  1971. 


6991 

(Pol.) 

Poland) 

1971. 


6992 


CROSSED  ARTERIAL  CIRCULATION  IN  THE 
TREATMENT  OF  ACUTE  LIVER  INSUFFICIENCY. 
Janiak,  T.  (Higher  Sch.  Agric,  Wroclaw, 
and  B.  Osinski,  Med.    Wet.    27(l):27-30, 


THE  PROBLEM  OF  ACUTE  NONTRAUMATIC  SUB- 
CAPSULAR HEMATOMAS  OF  THE  LIVER.   (Fr.) 
Tung,  T.  T.  (Viet  Due  Huu  Nghi  Hosp.,  Hanoi, 
Vietnam),  N.  D.  Quang,  N.  N.  Bang  and  N.  V.  Quy 
Lyon  Chir.    67(0:10-17,  1971. 


6993 

Mol 1 eken, 
Germany) . 
1971. 


ASSOCIATION  OF  HEPATIC  HEMANGIOENDOTHELIOMA 
WITH  BRONCHIAL  CANCER.   (Ger.) 
K.  (Heinrich  Braun  Reg.  Hosp.,  Zwickau, 
Z.  Gesamte  Inn,    Med.    26(12) :409-4l2, 


6984      BIOPSY  OF  LIVER  DURING  LIVER  SCANNING 
WITH  158au  (50  CASES),   (it.)  Abbati, 
A.  (Maggiore  Hosp.,  Bologna,  Italy),  R.  Oppi  and 
G.  Curti.  Bull.    Sai.    Med.    1 43 (1 ) : 1 1 -19,  I97I. 


6994      MANAGEMENT  OF  LIVER  LACERATIONS  WITH 
EMPHASIS  ON  HEMOBILIA.   (E.)   Gerami, 
S.  (West  Virginia  U.  Med.  Ctr.,  Morgantown)  and 
A.  L.  Watne.  W.    Va.    Med.    J.    67(4): 83-85,  I97I. 


6985      IMPORTANCE  OF  EARLY  MEASUREMENT  OF 

SULFOBROMOPHTHALEIN.  (Sl.)  Schwantzerova , 
M.  (Inst.  Postgrad  Med.,  Bratislava,  Czechoslovakia). 
Lek.    0Z)3or  20(2)  :1 11-1 14,  I97I. 


6986      PARTIAL  PURIFICATION  BY  AFFINITY 

CHROMATOGRAPHY  OF  TYROSINE  AMINO- 
TRANSFERASE SYNTHESIZING  RIBOSOMES  FROM  HEPATOMA 
TISSUE  CULTURE  CELLS.   (E.)   Miller,  J.  V.,  Jr. 
(NCI,  Bethesda,  Md.),  P.  Cuatrecasas  and  E.  B. 
Thompson.  Proa.    Natl.   Aaad.    Sai.    USA   68(5): 
1014-1018,  1971. 


6987      THE  LIVER  IN  SECONDARY  (EARLY)  SYPHILIS. 

„,  ,  ,    (E.)   Sherlock,  S.  N.   Engl.   J.   Med. 
284(25):1437-1438,  1971. 


6988      LIVER  DISEASE  ASSOCIATED  WITH  SECONDARY 

SYPHILIS.   (E.)   Lee,  R.  V.  (Yale  U. 
Sch.  Med.,  New  Haven,  Conn.),  G.  F.  Thornton  and 
H.  0.  Conn.  N.   Engl.   J.   Med.    284(25) : 1423-1425, 


6989      LIVER  DISEASE  ASSOCIATED  WITH  EARLY 
SYPHILIS.   (E.)   Baker,  A.  L.  (Tufts- 
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6995      GLYCOGENOSIS  TYPE  I  (GLUC0SE-6-PH0S- 

PHATASE  DEFICIENCY):   ULTRASTRUCTURAL 
ALTERATIONS  OF  HEPATOCYTES  IN  A  TUMOR-BEARING 
LIVER.   (E.)   Spycher,  M,  A.  (U.  Zurich  Dept. 
Pediatr.  Pathol.  Anat.,  Switzerland)  and  R. 
Gitzelmann.  Vivahows  Avah.    [Zellpathol.]    8(2): 
133-142,  1971. 


6996      NUCLEAR  BODIES  IN  LIVER  METASTASES  OF 
AN  ILEAL  CARCINOID.   (E.)   Polyzonis, 
M.  (Aristotelian  U.  Med.  Sch.,  Salonika,  Greece) 
and  M.  Calpaksidis.  Virahows  Arah.    [Pathol. 
Anat.]    353(2):I85-190,  1971. 


6997      RESECTION  OF  THE  TEMPORARILY  BYPASSED 
LIVER.   (Rus.)   Shapkin,  V.  S. ,  M.  G. 
Mas  1  ova  and  E.  V,  lakubovskii.  Vestn.    Khir. 
106(3):25-29,  1971. 


6998      THE  DIAGNOSTIC  VALUE  OF  LAPAROSCOPY 
IN  THE  DIFFERENTIATION  OF  THE  ACUTE 
CHOLESTASIS  SYNDROME.   (Ger.)   Leonhardt,  H. 
(Steglitz  Clin.,  Berlin),  H.  J.  Bungert,  C. 
Von  Wolff  and  G.  Palme,  dtsah.    Med.    Woahensahr. 
96(21 ):096-898,  1971. 
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6999      DIALYSED  ACD  BLOOD  FOR  EXCHANGE  TRANS- 
FUSION IN  HEPATIC  COMA.   (Ger.) 
Klutsch,  K,  (U.  Med,  Clin.,  Wurzburg,  Germany), 
J.  Grosswendt  and  W.  Gattenlohner.  Med.    Klin. 
66(ll):380-383,  1971. 


7000 


INTRAHEPATIC  CHOLESTASIS.   (Fr.) 
Lageron,  A.  (St.  Antoine  Hosp.,  Paris), 

G.  Theodoropoulos,  C.  Laverdant  and  J.  Carol i  . 

Rev.   Med.    Chir.   Mai.   Foie   '46(3) :  105-1 1 3,  1971. 


CHOLESTEROLEMIA  AND  WITHOUT  ANISOTROPIC  ADIPOSIS 
OF  THE  LIVER.   (Rus.)   Metelitsa,  V.  I.,  E.  E. 
Matova  and  S.  G.  Aptekar.  ArkJi.    Fatal.    33(5): 
6'(-68,  1971. 

7010      TANNER'S  OPERATION  IN  AN  EXTRAHEPATIC 

FORM  OF  PORTAL  HYPERTENSION  OF  CHILDREN. 
(Rus.)   Pugachev,  A.  G.,  A.  F.  Leontiev,  I.  N. 
Osipov  and  A.  T.  Temi rkulov.  Khirurgiia    (Mask.) 
47('»):53-59,  1971. 


7001      DO  STEROIDS  CONTRIBUTE  TO  NEWBORN 

JAUNDICE?   (E.)   Adlard,  B.  P.  F.  (U. 
Leeds  Dept.  Chen.  Pathol.,  England)  and  G.  H. 
Lathe.  Proo.   R.   Soo.   Med.    6A (5) : 50't-505,  1971. 


7011 


PLASMINOGEN  QUANTIFICATION  IN  DISEASES 
OF  THE  LIVER.   IMPORTANCE  IN  VIRAL 
HEPATITIS.   (Fr.)   Kolodie,  L.,  J.  J.  Sotto  and 
B.  Bonnevile.  Grenoble  Med.    Chir.    8(1  i*)  :665-675, 
1970. 


7002 
Paris) . 


7003 

(Rus.) 
1971. 


THE  DIAGNOSIS  OF  THE  BUDD-CHIARI  SYN- 
DROME.  (Fr.)   Carol i,  J.  (Sch.  Med., 
Med.   Hyg.    (Geneve)   29 (9't7) : 77-87,  1971. 

VISUALIZATION  OF  THE  LIVER  IN  LYMPHO- 
GRAPHY (EXPERIMENTAL  HEPATOGRAPHY). 
Sviridov,  N.  K.  Klin.    Khir.    51 (3): 17-21, 


7004  CLINICAL  STATISTICAL  STUDY  ON  THE 
THERAPEUTIC  EFFECT  OF  COENZYME  A  IN 

VARIOUS  LIVER  DISEASES.   (It.)   Ruberti,  A.  (St. 
Anna  Hosp.,  Ferrara,  Italy),  G.  Tobaldin,  M.  G. 
Montanari  and  P.  Castellani.  Clin.    Ter.    57('t): 
309-3^*3,  1971. 

7005  SPLENOPORTOGRAPHY  IN  PRIMARY  CANCER  OF 
THE  LIVER.   (Rus.)   Goosh,  B.  Eksp. 

Khir.   Anestesiol.    16(1 )  :39-'42,  1971. 


7012  SOME  ASPECTS  OF  HEPATIC  STRESS  IN 
PHYSICAL  EXERCISE.   (Rum.)   Schneider, 

F.  (Inst.  Med.,  Timisoara,  Rumania),  F.  Schneider 
and  E.  Potentz.  Fiziol.    Norm.    Patol.    17(3): 
225-233,  197K 

7013  KINETICS  OF  (3H)  URIDINE  INCORPORATION 
IN  SUBNUCLEOLAR  FRACTIONS  FROM  CELLS 

OF  RAT  ASCITIC  HEPATOMA.   (Fr.)   Bachellerie, 
J.  P.  (Sch.  Sci.  Toulouse,  France),  C. 
Martin  Prevel  and  J.  P.'Zalta.  Bioahimie   53(3): 
383-389,  1971. 

701  it      STUDIES  ON  THE  PATHOLOGY  OF  BOVINE  AND 

MURINE  LIVER  INFECTED  WITH  Fasciola 
hepatica  WITH  REFERENCE  TO  THE  MAST  CELL  AND 
GLOBULE  LEUCOCYTE.   (E.)   Rahko,  T.  (Coll.  Vet. 
Med.,  Helsinki).  Ann.   Aaad.    Sai.    Fenn.    [Med.] 
148:1-62,  1971. 


7006      CLOSED  THORACOABDOMINAL  INJURIES  WITH 

RUPTURE  OF  THE  LIVER  AND  INFERIOR  VENA 
CAVA  (RETROHEPATIC).   (Rum.)   lonescu,  A.  (1st 
Hosp.  Botosani,  Rumania),  I.  Buhociu  and  A. 
Moscovici.  Chirurgia    (Buaur.)    20(4) :375-378, 
1971. 


7007 


EPITHELIAL  HAMARTOMA  OF  LIVER.   (E.) 
Roy,  A.  D.  (Univ.  Coll.,  Nairobi, 

Kenya)  and  A.  D.  Bremner.  Br.    J.    Surg.    58(6): 

405-407,  1971. 


7008 


THE  Au/SH  ANTIGEN  IN  PATIENT  SERA  FROM 
A  PROSPECTIVE  STUDY  ON  VIRAL  HEPATITIS. 

(E.)   Janouti,  V.  (Inst.  Epidemiol.  Microbiol., 

Prague),  J.  Helcli  and  J.  Koza.  J.    Hyg. 

Epidemiol.   Miarobiol.   Immunol.    (Praha)    15(1): 

93-100,  1971. 


7009 


EXPERIMENTAL  LIPOIDOSIS  OF  THE  AORTA 
IN  RABBITS  WITH  ENDOGENOUS  HYPER- 


7015  CHANGES  IN  AMYLASE  ACTIVITIES  IN 
DISEASES  OF  THE  LIVER  AND  THE  BILE  DUCT 

WITH  SPECIAL  REFERENCE  TO  ISOZYME  ACTIVITIES. 
(Jap  )  Ono,  T.  and  K.  Eto.  Igdku  to  Seihutsugaku 
(Med.   Biol.    (Tokyo))   81 (4) : 193-196,  1970. 

7016  ACETAMINOPHEN-INDUCED  HEPATIC  NECROSIS 
AND  RENAL  FAILURE.   (E.)   Boyer,  T.  D. 

(US  Coast  Guard  Acad.  Hosp.,  New  London,  Conn.) 
and  S.  L.  Rouff.  JAMA   21 8(3) :440-44l ,  1971. 

7017  CONJUGATED  BILE  ACIDS  IN  THE  SERUM 

IN  CHRONIC  LIVER  DISEASE  AND  CHOLESTASIS. 
(Ger.)   Frosch,  B.  (Univ.  Med.  Clin.,  Heidelberg, 
Germany)  and  H.  Wagener.  Acta  Hepatosplenol . 
(Stuttg.)    l8(4):273-294,  1971. 

7018  MEDULLAR  APLASIA  DURING  THE  EVOLUTION 
OF  HEPATITIS  IN  A  PATIENT  WITH 

MALIGNANT  LYMPHOGRANULOMATOSIS.   (Fr.)   Barbier, 
P.  (St.  Pierre  Hosp.,  Brussels,  Belgium), 
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C.  Cauchie,  F.  Mai ai sse-Lagae ,  S,  Langlet  and  R, 
Oenol in-Reubens,  Aata  Gastroenterol.    Belg. 
34(6):48'4-'49'(,  I97I. 


7019      AMEBIASIS  TODAY  IN  THE  UNITED  STATES. 

(E.)   Barrett  Connor,  E.  (U.  California, 
Sch.  Med,,  La  Jo) la).  Calif.   Med.    11^(3): 1-6, 
1971. 


7020      CENTRAL  LIVER  HEMATOMA  AFTER  PERCUTANEOUS 

PUNCTURE  OF  THE  LIVER.   (Ger.)   Beckert, 
W.  (Pathol.  Inst.,  Bad  Berka,  Germany).   Z. 
Aerztl.    Fortbild.    (Jena)    65(l):36-38,  1971. 


7021      CASES  OF  ICTERUS  INTERMITTENS  JUVENILIS 

TREATED  WITH  PHENOBARB ITAL.   (Sw.) 
Berglund,  G.  (Sahlgrenska  Hosp.,  Goteborg,  Sweden) 
and  L.  Hansson.  Lakartidningen   68 (20) : 2378-2380 
6  2416,  1971. 


7022      DIAGNOSIS  AND  PROGNOSIS  OF  COLLATERAL 

PORTAL  CIRCULATION.   (Ger.)   Deimer,  E. 
(U.  Vienna  Roentgenol.  Inst.).  Fortsahr.    Get. 
Roentgenstr.    Nuklearmed.    1 1 4(4) : 490-500,  1971. 


7023      ASSESSMENT  OF  THE  USE  OF  HIGHLY  SENSITIVE 
METHODS  FOR  DETERMINING  ALPHA  FETOPROTEIN 
FOR  THE  DIAGNOSIS  OF  HEPATOCELLULAR  CANCER  AND 
TERATOBLASTOMA.   (Rus.)   Abelev,  G.  I.  (inst. 
Epidemiol.  Microbiol.,  Moscow),  V.  S.  Tsvetkov  and 
T.  I.  Biriulina.  Biull.    Eksp.    Biol.    Med.    71(4): 
75-81,  1971. 


7024      URBAN  LEPTOSPIROSIS  PRESENTING  AS 

AFEBRILE  JAUNDICE.   (E.)   Whitmore, 
J.  T.  (U.  Pennsylvania  Med.  Div.,  Philadelphia), 
J.  J.  Cerda  and  R.  G.  Offutt.  Am.    J.    Dig.    Dis. 
l6(5):455-459,  1971. 


7025      ABNORMALITIES  OF  THE  PHYSIOLOGY  OF 

COPPER  IN  WILSON'S  DISEASE,   111.   THE 
EXCRETION  OF  COPPER.   (E.)   O'Reilly,  S.  (Gen. 
Hosp.,  San  Francisco,  Calif.),  P.  M.  Weber,  M. 
Oswald  and  L,  Shipley.  Areh.    Neurol.    25(l):28-32, 
1971. 


7026      HYPERTROPHY  OF  THE  LOBUS  QUADRATUS  OF 
THE  LIVER  IN  BILIARY  PSEUDOC I RRHOS I S. 
(Por.)   Souza,  F.  C.  A.  Bol.    Cent.    Estud.    Hosp. 
Serv.   Estado   22(3)  :2n-220,  1970. 


7027      FETOGLOBULIN.   (E.)   Skovronsky,  J. 

(State  U,  New  York  Upstate  Med,  Ctr, 
Syracuse),  Postgrad.   Med.    49(5):63-65,  1971, 


CASES,   EXAMINATIONS  FOR  MALLORY  BODY,  FATTY 
CIRRHOSIS  AND  ACIDOPHILIC  BODY.   (Jap.)   Kagawa, 
M.  (U.  Kyoto  Sch.  Med.,  Japan).  Nippon  Hoigaku 
Zasshi   (Jap.  J.   Leg.   Med.)   24(6) :427-438,  1970. 


7029      SERIAL  STUDIES  OF  SERUM  ALKALINE 

PHOSPHATASE  AND  5'  NUCLEOTIDASE  LEVELS 
IN  HEPATOBILIARY  DISEASE.   (E,)   Phelan,  M.  B. 
(R.  Postgrad,  Med,  Sch.,  London),  G.  Neale  and 
D.  W,  Moss,  Clin.    Chim.    Acta   32 ( 1 ) :95-l 02 ,  1971. 


7030      A-AMINOLEVULINIC  ACID  SYNTHETASE  FROM 

THE  PARTICULATE  FRACTION  OF  LIVER  OF 
PORPHYRIC  RATS.   (E.)   Kaplan,  B.  H.  (Albert 
Einstein  Coll.  Med.,  Bronx,  N.  Y.).  Bioahim. 
Biophys.   Aata   235(2) :38l -388,  1971. 


7031      STUDIES  OF  HEPATIC  LESIONS  OF  EXPERI- 
MENTAL PROTEIN-CALORIE  MALNUTRITION  IN 
RATS  AND  IMMEDIATE  EFFECTS  OF  REFEEDING  AN 
ADEQUATE  PROTEIN  DIET.   (E.)   Enwonwu,  C.  0. 
(U.  Washington  Sch,  Dent.,  Seattle)  and  L.  M. 
Sreebny.  J.    Nutr.    1 01 (4) :501 -514 ,  1971. 


7032      MECHANISM  OF  FATTY  LIVER  DEVELOPMENT 

AND  HYPERLIPEMIA  IN  RATS  TREATED  WITH 
ALLYLISOPROPYLACETAMIDE.   (E.)   Roheim,  P,  S, 
(Albert  Einstein  Coll,  Med,,  Bronx,  N.  Y.),  L. 
Biempica,  D,  Edelstein  and  N,  S.  Kosower.  J. 
Lipid  Res.    12(0:76-83,  1971. 


7033      DIAGNOSTIC  VALUE  OF  BLOOD  INSULIN 

ACTIVITY  AND  BLOOD  SUGAR  CURVES  IN 
PATIENTS  WITH  CHRONIC  PANCREATITIS.   (Rus.) 
lakhontova,  0.  I.,  L.  N.  Valenkevich  and  I.  D. 
Rafalskii.  Ter.   Arkh.    43(4):40-45,  1971, 


7034      THE  CLINICAL  FEATURES  AND  COURSE  OF 

HUMAN  CHRONIC  PANCREATITIS.   (Fr.) 
Gouin,  B,  (Bichat  Hosp,,  Paris),  Rev,    Pathol. 
Comp.   Med.    Exp.    71 (81 2) : 37-40,  1971, 


7035      THE  EARLY  CHANGES  OF  BLOOD  FLOW  IN 

ACUTE  EXPERIMENTAL  PANCREATITIS  (INJEC- 
TION OF  BILE  INTO  THE  DUCT  OF  SANTORINl),   (Fr.) 
Mallet  Guy,  P,  (Hungarian  Acad,  Sci.  Inst.  Exp. 
Med,,  Budapest),  M,  Papp  and  C,  Switalska, 
Lyon  Chir.    67(0:21-23,  1971, 


7036 


POSTOPERATIVE  PANCREATITIS,   DIAGNOSIS 


AND  TREATMENT,   (Ger,)  Wagner,  E, 

(Lutheran  Sisters  Hosp,,  Giessen,  Germany), 

M,  E,  Irfanoglu  and  K,  Schultis.  Chirurg   42(4) 
162-167,  1971. 


7028 


HISTOPATHOLOGICAL  STUDIES  ON  THE 
LIVERS  OBTAINED  FROM  VARIOUS  AUTOPSY 


7037      THE  CHOLINESTERASE  ACTIVITY  IN  PATIENTS 

WITH  ACUTE  APPENDICITIS,   (Rus,) 
Grigorjev,  V.  I,  Vestn.    Khir.    1 06 (3) :51 -53 ,  1971. 


See  also  numbers:  6526,  6529,  6531,  6532,  6538,  6539,  6540,  6557,  6558,  6559,  656O,  656 1 ,  6599 
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7038      EXPERIMENTAL  PARACETAMOL- INDUCED  HEPATIC 

NECROSIS:  A  HI STOPATHOLOGICAL  STUDY. 
(E.)   Dixon,  M.  F.  (Sch.  Med.,  Leeds,  England), 
J.  Nlmmo  and  L.  F.  Prescott.  J.    Pathol.    lOSCt): 
225-229,  1971. 

The  histopathology  of  paracetamol  - i nduced  liver 
necrosis  was  examined  using  28  male  Wistar  rats 
killed  at  varying  intervals  following  a  single 
paracetamol  (2.5-3.5  g/kg)  injection.   Rats  dying 
within  2k   hr  following  paracetamol  administration 
showed  chromatolysis  (loss  of  basophilic  granules) 
in  the  cytoplasm  of  centrolobular  hepatocytes. 
Aqueous  swelling  was  present  as  well  as  hydropic 
vacuolation  and  moderate  congestion.   Animals 
dying  24-A8  hr  after  being  given  paracetamol 
showed  marked  congestion  and  frank  hepatocyte 
necrosis  ranging  from  small  foci  around  the  cen- 
tral veins  to  confluent  bands  involving  centri lo- 
bular and  midzonal  cells  as  well  as  periportal 
hydropic  vacuolation.   Animals  killed  or  dead 
after  3-5  days  showed  moderate  to  marked  hepatic 
involvement  with  centr i lobul ar  zones  filled  with 
many  plump,  granular  cells  with  identical  nuclei 
which  appeared  as  macrophage  infiltration. 
Necrosis  was  reduced,  hydropic  change  was  rare, 
and  many  cells  showed  degenerative  activity 
which  consisted  of  mitotic  figures,  increased 
cytoplasmic  basophilia,  and  hyperchromat ic  nuclei. 
Rats  killed  at  7,  I'*,  21  and  28  days  showed 
relatively  normal  livers  with  decreased  regenera- 
tive activity,  complete  preservation  of  the 
lobular  architecture  and  no  macrophage  infiltration 
or  fibrosis.  Therefore,  in  the  rat,  cirrhosis 
is  unlikely  to  result  from  a  single  large  dose 
of  paracetamol. 
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POTENTIAL  HEPATOTOXICITY  OF  COPPER 

RECURRENT  HEMODIALYSIS.   (E.) 
Bloomfield,  J.  (Child.  Med.  Res.  Found.,  Camperdown, 
Australia),  S.  R.  Dixon  and  D.  A.  McCredie. 
Avah.    Intern.   Med,    128('*)  :555-560,  1971. 

The  possibility  that  copper  from  relatively  low 
dialysis-fluid  copper  concentrations  derived 
from  untreated  tap  water,  may  insidiously  accumulate 
in  the  liver  and  eventually  present  clinically  as 
hepatitis  was  investigated.   With  a  dialysis 
fluid  copper  of  UO   pg/100  ml,  there  was  uptake 
by  both  plasma  and  RBC  as  shown  by  increased 
venous-return  concentrations.   In  a  unit  with  a 
dialysis-fluid  copper  concentration  of  15  yg/100 
ml,  patients  who  had  undergone  kidney  trans- 
plantation within  2  weeks  previously  demonstrated 
significant  increases  in  their  urine  copper 
concentration  range  (mean  6.8  ug/100  ml),  and  Ih 
hr  urine  copper  output  (mean  145  pg/day) .  When 
dialysis  was  performed  on  dogs  using  fluid  with 
40  ug  copper/100  ml  or  100  pg/100  ml,  the  initial 
uptake  of  copper  was  principally  by  the  plasma; 
however,  the  copper  was  concentrated  in  the  RBC 
and  in  the  1 Iver. 


7OAO      GASTROINTESTINAL  DISORDERS  IN  CHRONIC 
ALCOHOLICS.   (E.)   Dinoso,  V.  P.,  Jr. 
(Temple  U.  Sch.  Med.,  Philadelphia,  Pa.),  W.  Y. 
Chey,  D.  Padow,  A.  Rosen,  D.  Ottenberg  and  S.  H. 
Lorber.  Am.    J.    Gastroenterol.    56(3) :209-215, 
1971. 

Seventy  chronic  alcoholic  patients  were  studied 
't-8  weeks  after  admission  to  an  alcoholic 
rehabilitation  center.  There  was  a  high  incidence 
of  previous  hematemesis  and/or  melena,  peptic 
ulcer  history  and  transient  diarrhea  following 
an  alcoholic  binge.   No  jaundice,  splenomegaly 
or  ascites  were  observed,  although  there  was  rare 
mild  hepatomegaly.   Fifty  percent  had  either 
superficial  or  atrophic  gastritis,  28%  had  varied 
degrees  of  fatty  infiltration,  5%  had  mild 
cirrhosis  without  clinical  evidence  of  portal 
hypertension  and  h%   had  pancreatic  exocrine 
insufficiency.   Of  the  3  with  an  abnormal 
chol escystoki ni n-pancreozymi n  test,  one  had  a 
low  volume  and  low  bicarbonate  concentration, 
while  the  other  2  had  low  amylase  levels.  The 
liver  function  tests  which  were  abnormal  most 
frequently  were  BSP,  cephalin  f locculat ion,  and 
alkaline  phosphatase  tests  which  were  elevated 
in  3'4,  21,  and  \Q%,    resp.   The  BSP  test  was  the 
most  commonly  abnormal  one  in  association  with  a 
fatty  liver.   Chronic  pancreatitis  resulting  in 
pancreatic  exocrine  insufficiency  is  apparently 
infrequent  in  chronic  alcoholics  without  cirrhosis 


70'4l      CHRONIC  ACTIVE  AND  LUPOID  HEPATITIS 
CAUSED  BY  A  LAXATIVE,  OXYPHEN I  SATIN. 
(E.)   Reynolds,  T.  B.  (U.  Southern  California 
Sch.  Med.,  Los  Angeles),  R.  L.  Peters  and  S. 
Yamada.  N.    Engl.   J,   Med.    285(1 5) :8l 3-820,  1971. 

Six,  and  possibly  7,  patients  with  chronic 
constipation  developed  chronic  active  liver 
disease  after  1-2  yr  of  daily  ingestion  of 
laxatives  containing  oxypheni sat  in.   Clinical 
parameters  of  hepatitis  included  fatigue,  jaundic< 
hepatomegaly  and,  in  some,  spenomegaly  and 
spider  angiomata.   Laboratory  abnormalities 
consisted  of  a  10-40-fold  increase  in  transaminas< 
activity,  increase  in  serum  globulins,  and 
decrease  in  serum  prothrombin  and  albumin.   None 
had  evidence  of  hepatitis-associated  antigen, 
while  positive  results  included  lupus  cell 
preparations  in  2,  antinuclear  antibody  in  2  and 
smooth-muscle  antibody  in  3.   In  liver  biopsies 
there  were  areas  of  collapse  and  fibrosis  with 
stromal  lymphocytic  infiltrate  and  focal  areas 
of  lysis  of  hepatocytes. 


7042      BELOXAMIDE  EFFECTS  ON  THE  LIVER 

ULTRASTRUCTURE  IN  RATS.   (E.) 
Khandekar,  J.  D.  (U.  Montreal  Inst.  Med.  Exp. 
Surg.,  Quebec,  Canada),  B.  D.  Garg,  and  K.  Kovacs 
Arah.   Pathol.    92(4) :221-230,  1971. 
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Beloxamide  [N- (benzyl oxy 5 -N- (3 -phenyl  propyl ) 
acetamide;  10  tng/day  p.o.  for  1-3  days],  an 
ant iatherosclerot ic  and  hypolipemic  agent,  caused 
enlarged,  pale  yellow  fatty  livers  in  rats  after 
1  day.   The  number  and  size  of  lipid  droplets 
increased  in  rats  given  beloxamide;  this  effect 
was  most  striking  after  3  days.   Several  very 
large  lipid  droplets  displaced  the  nucleus,  and 
there  were  several  membrane-bound  osmiophilic 
spherules  (liposomes).   The  rough-surfaced  endo- 
plasmic reticulum  showed  evidence  of  dilatation, 
disorganization,  ballooning,  and  degranulat ion; 
the  smooth-endopl asmic  reticulum  was  scarcely 
recognizable.   After  3  days  of  treatment,  liver 
mitochondria  were  swollen,  the  number  of  cristae 
decreased,  polymorphism  was  noticeable,  and 
limiting  membranes  were  irregular.   After  3  days 
partial  vacuolization  of  saccules  of  the  Golgi 
apparatus  was  superceded  by  marked  dilatation 
and  disappearance  of  translucent,  electron-dense 
particles.   Lysosomes  and  microbodies  increased 
while  the  glycogen  content  decreased.   Hef)atic 
lesions  regressed  4  days  after  treatment  was 
discontinued.   During  beloxamide  treatment  blood 
glucose  and  serum  triglyceride  levels  decreased 
while  the  liver  triglyceride  content  increased. 
Administration  of  methionine,  glucose,  and 
adenine  sulfate  did  not  prevent  development  of 
the  hepatic  lesions  caused  by  beloxamide.   It  is 
suggested  that  a  defect  in  the  hepatocellular 
synthesis  or  release  of  lipoproteins  or  both  may 
be  responsible  for  lipid  accumulation  in  rats 
treated  with  beloxamide. 


the  early  stages  of  the  hepatic  damage  there  was 
necrosis  of  both  parenchymal  cells  and  sinusoid 
lining  cells,  with  complete  disruption  of  the 
liver  cell  plates.   This  complete  loss  of  structure 
resulted  in  a  "punched-out"  appearance  of  the 
centri lobular  area  with  replacement  by  varying 
degrees  of  hemorrhage.   Most  central  veins  were 
patent,  but  in  a  few  instances  disruption  of  the 
central  vein  and  larger  collecting  veins  was 
seen.   A  condensation  of  the  trabecular  reticulin 
framework  around  the  central  veins  was  observed. 
Thus,  the  early  rise  in  portal  pressure  may  be  a 
result  of  hemorrhagic  necrosis  and  condensation 
of  reticulin  around  the  central  veins  without 
significant  occlusion  of  the  veins. 


70'4'»      HEMOLYTIC  ANEMIA  COMPLICATING  HALOTHANE- 

INDUCED  HEPATITIS.   (E.)   RiccI,J.  A. 
(Polyclin.  Hosp.,  Harrisburg,  Pa.),  R.  C.  Gross 
and  L.  H.  Shields.  Pa.  Med.    7'4(3)  :57-59,  1971. 


7045      ALCOHOLIC  HEPATITIS.   (E.)   Davidson, 
C.  S.  N.   Engl.   J.  Med.    284(24) : 1378, 
1971. 


7046      HEPATIC  INJURY  AFTER  IRRADIATION. 

(Jap.)   Sakamoto,  Y.  (U.  Shinshu  Sch. 
Med.,  Japan),  T.  Kasuga  and  T.  Ohata.  Nippon 
Igaku  Hoshasen  Gdkkai  Zasshi    (Nippon  Aata  Radiol.) 
30(2):120-130,  1970. 


7043      HEPATOTOXICITY  OF  DIMETHYLN ITROSAMI NE 

IN  THE  RAT  WITH  SPECIAL  REFERENCE  TO 
VENO-OCCLUSIVE  DISEASE.   (E.)   Butler,  W.  H.  (Med. 
Res.  Council  Labs.,  Carshalton,  Surrey,  England) 
and  G.  C.  Hard.  Exp.    Mol.    Pathol.    1 5(2) :209-219, 
1971. 

The  survival  rates  for  rats  receiving  30mg 
dimethyl ni trosami ne  (DMN)/kg  i.p.  were  701  and 
85%  for  normally-fed  and  protein-depleted  groups, 
resp.,  while  those  that  received  60  mg  DMN/kg 
i.p.  had  survival  rates  of  25%   and  58%,  resp.   In 


7047      PROPOXYPHENE  (DARVON)  HEPATOTOXICITY. 

(E.)   Klein,  N.  C.  (Stamford  Hosp., 
Conn.)  and  M.  G.  Magida.  Am.   J.    Dig.    Dis.    16(5): 
467-469,  1971. 


7040      FURTHER  ULTRASTRUCTURAL  OBSERVATIONS 
ON  INJURY  OF  RAT  HEPATIC  PARENCHYMAL 
CELLS  INDUCED  BY  AFLATOXIN  B] .   (E.)   Butler, 
W.  H.  (Med.  Res.  Council  Lab.  Toxicol.  Unit., 
Carshalton,  Surrey,  England).  Chem.    Biol, 
Interactions   4(l):49-65,  1971. 


See  also  numbers:  6432,  6433,  6438,  6442,  6443,  6445,  6456,  6457,  6476,  6500,  6501,  6502 
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TO'js    sensitivity  of  a  one-day  complement 

fixation  test  for  detection  of  hepatitis- 
ASSOCIATED  ANTIGEN.   (E.)   Schmidt,  N.  J. 
(California  State  Dept.  Healtli,  Berl<eley)  and 
E.  H.  Lennette.  Health  Lab.    Sai.    8 (4)  :238-2itO, 
1971. 

The  sensitivity  of  a  1-day  complement  fixation 
test  for  detection  of  hepatitis-associated  antigen, 
with  incubation  for  1  hr  at  37°  C,  was  compared 
with  the  standard  test  with  overnight  fixation 
at  '*°C.   Of  1'4'4  sera  (95  from  hepatitis  patients, 
^49  from  the  National  Research  Council's  panel  of 
sera),  86  (601)  showed  the  same  complement  fixation 
titers  by  both  methods.   Lower  complement  fixation 
titers  with  the  1-day  test  were  obtained  in  33% 
(90%  of  which  were  only  2-fold  lower)  while 
higher  titers  with  the  1-day  test  were  seen  with 
7%    (again,  90%  of  which  were  only  2-fold  lower). 
The  slightly  lower  sensitivity  of  the  1-day  test 
did  not  result  in  the  failure  to  detect  hepatitis- 
associated  antigen  in  sera  positive  in  the  over- 
night test.   The  1-day  complement  fixation  test 
was  slightly  more  sensitive  than  the  Immuno- 
electrophoresis for  the  detection  of  hepatitis- 
associated  antigen. 


7050      ORAL  CONTRACEPTIVES  AFTER  LIVER  DISEASE. 

(E.)   Eisalo,  A.  (U.  Helsinki  1st  Med. 
Clin.),  A.  Konttinen  and  0.  Hietala.  Br.  Med.    J. 
3(577'4):561-562,  1971. 

Oral  contraceptives  were  administered  to  10 
women  with  viral  hepatitis  and  5  with  obstructive 
jaundice  1 't  days  after  the  bilirubin  and  serum 
aminotransferase  tests  had  returned  to  normal. 
In  some  viral  hepatitis  patients  the  serum  SCOT, 
SGPT  or  ornithine  carbamyl transferase  rose  above 
the  normal  upper  limit  during  the  first  month  of 
oral  contraception,  but  they  returned  to  normal. 
The  total  serum  bilirubin  and  alkaline  phosphatase 
remained  normal  throughout  the  follow-up.   When 
oral  contraceptives  were  administered  to  women 
recovering  from  obstructive  jaundice,  serum 
enzymes  stayed  within  normal  limits  except  in  1 
case  in  which  the  obstruction  was  caused  by  acute 
cholecystitis.   Oral  contraceptives  seemingly 
had  no  adverse  effect  on  liver  function  in  women 
who  had  recovered  from  viral  hepatitis  or 
obstructive  jaundice. 


7051      HEPATITIS-ASSOCIATED  ANTIGEN  IN  URBAN 

CHILDREN.   (E.)   Smithwick,  E.  M. 
(Downstate  Med.  Ctr.,  Brooklyn,  N.  Y.)  and  S.  C. 
Go.  J.   Pediatr.    79('t)  :59'*-598,  1971. 

Immunodiffusion  studies  were  performed  on  sera 
from  children  with  viral  hepatitis,  serum 
hepatitis,  hematologic  disorders,  connective 
tissue  disorders  and  infectious  diseases  in  an 
attempt  to  detect  hepatitis-associated  antigen 
(HAA) .   Four  of  the  7  children  with  a  diagnosis 


of  hepatitis  were  HAA  positive,  and  3  of  their 
19  contacts  were  also  HAA  positive.   Of  the  7 
children,  2  had  serum  hepatitis  (both  HAA  posit 
and  5  had  infectious  hepatitis  (2  were  positive 
In  the  general  hospital  population,  2  of  the  63 
children  tested  for  HAA  were  positive,  neither 
of  them  having  had  transfusions.   None  of  the 
159  children  with  a  variety  of  acute  and  chroni 
conditions  involving  the  liver  was  HAA  positive 
Only  1  of  the  102  children  with  hematologic  dis 
orders  was  HAA  positive.   All  of  the  children 
with  connective  tissue  or  infectious  diseases 
were  negative  for  HAA.   Four  of  the  140  childre 
tested  had  antibodies  to  HAA;  all  h   had  thalass 
and  received  multiple  transfusions,  but  none  hi 
been  known  to  have  serum  hepatitis.   In  a  crowc 
urban  area  in  which  drug  abuse  is  prevalent, 
children  may  be  HAA  positive  as  a  consequence  c 
exposure  to  HAA  positive  individuals. 

7052      VIRAL  HEPATITIS,  TYPE  B  (MS-2  STRAIN) 

DETECTION  OF  ANTIBODY  AFTER  PRIMARY 
INFECTION.   (E.)   Lander,  J.  J.,  J.  P.  Giles, 
R.  H.  Purcell  (NIH,  Bethesda,  Md.)  and  S.  Kurgn 
N.   Engl.   J.  Med.    285 (6) :303-307 ,  1971. 

Anti-hepatitis  associated  antigen  (anti-HAA)  w; 
not  detected  in  75  serial  serum  specimens  from 
of  8  patients  who  had  MS-1  type  hepatitis  (higl 
contagious  short  incubation  type)  by  radio- 
immunoprecipi tat  ion.  The  anti-HAA  was  detectec 
by  radio-immunoprecipitation  in  all  3  patients 
with  MS-2  type  hepatitis  (long  incubation  type 
resembling  serum  hepatitis)  who  had  transient 
hepatitis  associated  antigen  (HAA)  but  no  anti- 
HAA  detectable  by  cesium  chloride  titer.   Antil 
was  detected  14,  27,  and  57  days  after  the 
antigen  was  first  detected.   The  antibodv  per- 
sisted for  at  least  18  months  after  primary 
exposure  and  was  found  at  a  time  when  HAA  was 
detectable  in  all  patients  in  whom  antibody  hai 
developed.   Antibody  was  detected  in  only  I  of 
patients  who  had  MS-2  type  hepatitis  with 
persistent  HAA.   IgG  antibody  to  HAA  was  detec 
after  primary  and  secondary  exposure  to  the 
antigen;  IgM  anti-HAA  was  detected  in  2  of  4 
patients  after  secondary  exposure. 


7053      CARDIAC  MANIFESTATIONS  OF  VIRAL 

HEPATITIS.  (E.)  Bell,  H.  (U.  Kansa 
Med.  Ctr.,  Kansas  City).  JAMA  21 8 (3) :387-391 , 
1971. 

Clinical  evidence  of  cardiac  involvement  of  30 
consecutive  autopsied  patients  who  died  of  acu 
viral  hepatitis  was  studied.  Important  clinic, 
findings  were  prolonged  hypotension,  cardiomeg 
pulmonary  edema  and  sudden  death.  EKG  abnorma 
ties  included  T-wave  abnormalities,  low  voltage 
left  axis  deviation,  and  various  arhythmias  no 
caused  by  electrolyte  imbalance.  Widespread 
petechial  hemorrhage  involving  the  subepicardi 
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subendocard ium,  and  i ntervent icul ar  septum  was 
the  most  common  pathological  finding.   Inflammatory 
infiltrations  of  lymphocytes,  fatty  degeneration, 
flabby  dilated  ventricles  and  edema  of  the  sub- 
endocardial connective  tissue  were  also  seen. 
ECG  monitoring  and  close  observation  for  cardiac 
difficulties  are  seemingly  important  for  patients 
hospitalized  for  viral  hepatitis. 


TOS't      INTRAHEPATIC  EXPRESSION  OF  SERUM 

HEPATITIS  VIRUS-ASSOCIATED  ANTIGENS. 
(E.)   Edgington,  T.  S.  (Scripps  Clin.  Res.  Found., 
La  Jolla,  Calif.)  and  D.  J.  Ritt.  J.    Exp.    Med. 
13't('t):871-885,  1971. 

Immunofluorescence  was  used  to  localize  cytologic 
sites  and  patterns  of  serum  hepatitis  virus- 
associated  antigen  in  the  liver  and  blood.   In 
acute  hepatitis,  this  antigen  was  localized  in 
the  cytoplasm  of  hepatocytes.   In  chronic  or 
recurrept  hepatitis  the  antigen  localized  In 
other  cells  in  the  liver  (especially  the  cytoplasm 
of  Kupffer  cells  and  sinusoidal  lining  cells) 
either  alone  or  in  addition  to  localization  in 
hepatocytes.   In  patients  who  converted  from 
acute  to  chronic  hepatitis,  this  antigen  was 
seen  to  persist  in  its  intrahepatic  localization. 


7055      PROPERTIES  OF  A  VIRUS  ISOLATED  FROM 

PATIENTS  WITH  MS-1  INFECTIOUS  HEPATITIS. 
(E.)   Melnick,  J.  (Baylor  Coll.  Med.,  Houston, 
Tex.),  D.  W.  Boucher,  J.  Craske  and  J.  Boggs. 
J.   Infect.    Dis.    124(1) :76-85,  1971. 

Following  the  induction  of  hepatitis  in  a  patient 
h   weel<s  after  receiving  serum  containing  the 
agent  of  MS-1  infectious  hepatitis,  a  virus  was 
isolated  from  acute  phase  plasma  of  the  patient. 
The  cytopathic  effect  of  the  virus  in  the  cloned 
line  of  Detroit  6  cells  was  similar  to  that 
previously  described.   Cells  in  infected  cultures 
became  small,  round  and  sharply  outlined,  and 
the  confluency  of  the  monolayer  was  lost,  some- 
times in  2-3  days.   Lysates  of  cells  from  infected 
cultures  yielded  spherical  viral  particles  with 
a  diameter  of  18-20  nanometers.   Like  other  small 
viruses  (picorna-  and  p icodnav i ruses)  they 
resisted  treatment  with  ether.   The  acute  phase 
plasma,  but  not  the  preinfection  serum,  also 
produced  interference  against  echovirus  type  II 
in  primary  cultures  of  human  or  simian  renal  cells. 
Five  volunteers  contracted  hepatitis  after  oral 
passage  of  the  virus-containing  plasma,  and  a 
virus  was  isolated  in  D6  cells  from  acute  phase 
plasmas  of  '*  of  these  patients.   The  acute  phase 
plasma  of  3  of  the  latter  patients  produced  an 
interfering  factor.   Only  the  initial  patient 
with  hepatitis  developed  neutralizing  antibodies 
to  the  cytopathic  and  interfering  agent.   Australia 
antigen  was  not  found  in  either  the  original 
inoculum  containing  MS-1  or  in  the  isolated 
vi  rus. 


7056      HOMOLOGOUS  SERUM  HEPATITIS  AS  A  RESULT 
OF  BLOOD  TRANSFUSION  FROM  DONOR  IN  THE 
PERIOD  OF  INCUBATION  OF  VIRAL  HEPATITIS.   (Rus.) 
Puzevskii,  I.  I.  Zdravookhr.    Beloruss.    \1  W  : 
78-79,  1971. 
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A  SEROLOGICAL  SURVEY  FOR  AUSTRALIA 
ANTIGEN  AND  ANTIBODY.   (E.)   Newman, 
(Natl.  Inst.  Neurol.  Dis.  Stroke,  Bethesda, 
D.  L.  Madden,  G.  L.  Gitnick  and  J.  L.  Sever. 
Dis.    Child.    122(2) :129-133,  1971. 


THE  PROBLEM  OF  AUSTRALIAN  ANTIGEN. 
(Rus.)   Kantorovich,  R.  A.  Vopr. 
Virusol.    l6(3):259-269,  1971. 


7059      VIRAL  HEPATITIS.   (Fr.)   Lageron,  A. 

(St.  Antoine  Hosp.,  Paris),  G. 
Theodoropoulos ,  C.  Laverdant  and  J.  Carol i.  Rev. 
Med.    Chir.    Mai.    Foie   '(6(3)  :  1 !  5-1  21  ,  1971. 


7060      CLINICAL  AND  THERAPEUTIC  FINDINGS  IN 
273  CASES  OF  VIRUS  HEPATITIS.   (it.) 
Niutta,  R.  (S.  Carlo  Hosp.,  Potenza,  Italy),  G, 
Elifani,  M.  Paterno  and  A.  Urciuoli.  Minerva 
Med.    62(13): 600-605,  1971. 


7061      ANIMAL  EXPERIMENTS  ON  "MARBURG  VIRUS" 

HEPATITIS.   STUDIES  ON  GUINEA  PIGS. 
(Ger.)   Korb,  G.  (U.  Marburg  Inst.  Pathol., 
Germany),  W.  Slenczka,  H.  Bechtel shelmer  and  P. 
Gedigk.  Virahows  Arah.    [Pathol.   Anat.]    353(2): 
169-184,  1971. 


7062      INCIDENCE  AND  CLINICAL  SIGNIFICANCE  OF 

THE  OCCURRENCE  OF  THE  Au  ANTIGEN  IN 
BLOOD  DONORS  (PRELIMINARY  FINDINGS).   (It.) 
Magnl,  E.  (U.  Milan  2nd  Med.  Clin.,  Italy),  S. 
Del  Prete,  D.  Costantino  and  M.  Doglia.  Trasfus. 
Sang.    1 6(2)  :  1 72-1 75,  1971. 


7063      CERTAIN  PROBLEMS  OF  THE  METHOD  OF 

DETECTION  OF  THE  PARENTERAL  PATH  OF 
INFECTION  WITH  VIRAL  HEPATITIS.   (Rus.)   laslnskii, 
A.  A.  Mikrobiologiia    (Mask.)    40(5):22-26,  1971. 


7064      THE  INCIDENCE  OF  AUSTRALIA  ANTIGEN  IN 

THE  SERUM  OF  PATIENTS  WITH  ACUTE  VIRAL 
HEPATITIS.   (Pol.)   Kassur,  B.  (Med.  Acad.  Clin. 
Infect.  Dis.,  Warsaw,  Poland),  W.  Brzosko  and  J. 
Januszkiewlcz.  Pol.   Arah.   Med.    Wewn.    46(4): 
453-459,  1971. 
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THE  INCIDENCE  OF  AUSTRALIA  ANTIGEN  IN 
THE  SERUM  OF  PATIENTS  AFTER  ACUTE 
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VIRAL  HEPATITIS. 
(Med.  Acad  CI  in. 
K.  Madal inski,  H 

Arah.   Med.    Wewn. 


(Pol.)   Januszkiewicz,  J. 
Infect.  Dis.,  Warsaw,  Poland), 
.  Poznanska  and  J.  Wysocki.  Pol. 
i,6(A):A31-'t35,  1971. 


7075      VIRAL  HEPATITIS:   INCIDENCE  IN  AN 

ANTITUBERCULOUS  HOSPITAL  FOR  CHILDREN. 
(Rus.)   Bekker,  A.  A.,  B.  A.  Gerasun  and  I.  S. 
Katushenko.  Probl.    Tuberk.    'tSCt) :  13-15,  1971. 


7066      VIRAL  HEPATITIS:   RECENT  EXPERIENCE  AT 

BROOKE  GENERAL  HOSPITAL.   (E.)   Collins, 
W.  J.  (Brooke  Gen.  Hosp.,  Fort  Sam  Houston,  Tex.) 
and  R.  F.  Wells.  Milit.   Med.    136(6)  :572-57'«,  1971. 


7076      MORTALITY  STATISTICS  OF  VIRUS  HEPATITIS 

IN  HUNGARY  DURING  THE  YEARS  1950  TO 
1969.   (Hun.)   Solt,  K.  Nepegeszsegrugy   52(2): 
117-119,  1971. 


7067      INFECTIOUS  HEPATITIS  AND  APLASTIC 

ANEMIA.   (E.)   Hodgkinson,  R.  Lanaet 
1(7707):101'4,  1971. 


7068      AUSTRALIA  ANTIGEN  IN  A  HEMODIALYSIS  AND 

KIDNEY  TRANSPLANTATION  UNIT.   (Fr.) 
Leski,  M.  (Necker  Hosp.,  Paris),  C.  Grivaux  and 
A.  M.  Courouce  Pauty.  J.    Urol.    Nephrol.    (Paris) 
77(4-5) :389-390,  1971. 


7077      HEPATITIS-ASSOCIATED  ANTIGEN  IN 

CHIMPANZEES.   (E.)   Maynard,  J.  E. 
(USPHS  Dis.  Control  Ctr.,  Ptioenix,  Ariz,),  W. 
Hartwel 1  and  K.  R.  Derquist.  J.    Infect.    Dis. 
123(6)  :660-66'4,  1971. 


V. 


7078      THE  HETEROGENEITY  OF  AUSTRALIA  ANTIGEN. 

(E.)   Le  Bouvier,  G.  L.  (Yale  U.  Sch. 
Med.,  New  Haven,  Conn.).  J.    Infect.    Dis.    123(6): 
671-675,  197). 


7069      A  RAPID  AND  SENSITIVE  METHOD  FOR  THE 

DEMONSTRATION  OF  THE  Au/SH  ANTIGEN  BY 
MEANS  OF  MICROMIGRATION  ELECTROPHORESIS.   (Ger.) 
Frank,  K.  H.  (Carl  Gustav  Carus  Med.  Acad., 
Dresden,  Germany)  and  W,  Reimann.  Dtsah, 
Gesundheitew,    26(22) :  1042-104'*,  1971. 


7079      FUNCTIONAL  LESION  OF  THE  PANCREAS  IN 

VIRAL  HEPATITIS.   (Fr.)   Laverdant,  C. 
(Army  Hosp.,  Paris),  J.  Meunier,  C.  Molinie  and 
A.  Baudet.  Ann.    Gastroenterol.   Hepatol.    7(2): 
119-136,  1971. 


7070      INFECTIOUS  AND  SERUM  HEPATITIS.   (E.) 

Turner,  G.  C.  (Reg.  Public  Health  Lab., 
Liverpool,  England).  Br.    J.    Hosp.   Med.    5(3)! 
296-312,  1971. 


7080      AUSTRALIA  SH  ANTIGEN  AND  IMMUNOGLOBULINS 

IN  AN  EPIDEMIC  OF  VIRAL  HEPATITIS. 
(E.)   Malaviya,  A.  N.  (All-India  Inst.  Med.  Sci., 
New  Delhi),  S.  K.  Sama  and  K.  Ramachandran.  Am. 
J.    Trop.   Med.   Hyg.    20(3) :502-505,  1971. 


7071      THE  AUSTRALIA  ANTIGEN:   FACTS  AND 

HYPOTHESES.   (Fr.)   Cazal ,  P.  (Blood 
Transfus,  Ctr.,  Montpellier,  France),  M.  Robinet 
Levy,  J.  M.  Lemaire  and  H.  Michel.  J.    Med. 
Montpellier  5 {^0):liG8-^7'i ,    1970. 


7081      ROLE  OF  IMMUNE  COMPLEXES  INVOLVING  SH 

ANTIGEN  IN  PATHOGENESIS  OF  CHRONIC 
ACTIVE  HEPATITIS  AND  POLYARTERITIS  NODOSA.   (E.) 
Prince,  A.  M.  (New  York  Blood  Ctr.,  N.  Y.)  and  C. 
Trepo.  Lancet   1 (771 3) : 1 309-1312,  1971. 


7072      QUANTITATION  OF  THE  HEPATITIS-ASSOCIATED 

ANTIGEN  BY  ELECTROIMMUNOOI FFUS ION. 
(E.)   Merrill,  D.  A.  (U.  Colorado  Med.  Ctr., 
Denver),  P.  F.  Kohler  and  J.  W.  Singleton.  J. 
Allergy   47(6) :315-320,  1971. 


7073      DIAGNOSTIC  AND  PROGNOSTIC  IMPORTANCE 

OF  TRANSFERRIN  ASSAYS  IN  VIRAL  HEPATITIS. 
(It.)   Arcuri,  F.  (Civil  Hosp.,  Genoa,  Italy) 
and  N.  Piersantel 1 i .  G.   Mat.    Infett.   Parassit. 
22(10) :659-660,  1970. 


7074      CLINICAL  SIGNIFICANCE  OF  AUSTRALIA 

ANTIGEN.   (Jap.)   Murakami,  S.  (Tokyo 
Women  Med,  Coll.).  Nippon  Ishikai   Zasshi    (J. 
Jap.   Med.   Assoc.)   64(1 2) : 1 357-1365,  1970. 


7082      IMMUNOLOGIC  AND  ELECTROPHORETI C 

HETEROGENEITY  OF  HEPATITIS  ASSOCIATED 
ANTIGEN.   (E.)   Kim,  C.  Y.  (City  Hosp.,  Boston, 
Mass.)  and  J.  G.  Tilles.  J.    Infect.    Dis.    123(6); 
618-628,  1971. 


7083      VIRUS  EXPERIMENTAL  HEPATITIS  IN  MICE 

IN  THE  LIGHT  OF  SOME  ENZYMATIC  INDICATORS 
IN  BLOOD  SERUM  OR  PLASMA.   (Cz.)   Fassati,  M. 
(Charles  U.  Sch.  Gen.  Med.,  Prague),  E.  Schon 
and  P.  Fassati.  Cesk.   Epidemiol.    20(2): 75-35, 
1971. 


See  also  numbers:   6538,  6555,  6556 
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703'4      ASPARTIC  ACID  IN  THE  TREATHENT  OF 

CHRONIC  HEPATITIS.   (E.)   Fodor,  0. 
(Inst.  Med.  Res.,  Cluj,  Rumania),  F.  Barbarino 
and  S.  Cotul.  Aota  Hepatoaplenol.    (Stuttg.) 
l8(5):333-395,  1971. 


The  effects  of  aspartic  acid  in  chronic  hepatitis 
and  toxic  experimental  hepatitis  are  reviewed. 
Aspartic  acid  exerts  a  protective  effect  on  the 
experimental  hepatic  lesions  induced  by  CCl/,  in 
rabbits,  guinea  pigs  and  rats.   When  administered 
therapeutically  (21  daily  perfusions  with  a  S% 
solution  of  1  g  dl-aspartic  acid  in  S%   glucose 
serum)  to  patients  with  chronic  hepatitis,  it 
causes  an  improvement  both  in  clinical  signs  and 
symptoms.   Improvements  in  serum  iron,  SGPT  and 
SCOT,  and  increased  protein  synthesis  (serum 
chol inesterase,  serum  albumin  and  serum  prothrombin) 
are  observed.   Bilirubin  metabolism  and  BSP 
retention  tests  also  improved  after  5  daily 
perfusions  with  aspartic  acid,   Aspartic  acid 
has  an  ammonia-fixing  effect  in  both  spontaneous 
and  induced  hyperammonemia  in  patients  with 
chronic  hepatitis  and  liver  cirrhosis.   Serum 
enzyme  activities  after  CCl!)  poisoning  are 
decreased  by  protective  treatment  wi th  aspartic 


acid.   In  these  protected  animals  there  is  a 
limitation  of  necrosis,  stimulation  of  regeneration, 
and  restriction  of  the  connective  tissue  prolif- 
eration.  Radioisotope  studies  show  improvement 
of  altered  methionine  metabolism  by  aspartic  acid 
both  in  rabbits  and  rats  with  toxic  experimental 
hepatitis  and  in  patients  with  chronic  hepatitis. 
Thus,  aspartic  acid  appears  beneficial  in  the 
treatment  of  chronic  hepatitis. 


7085      ACTIVE  CHRONIC  HEPATITIS  ASSOCIATED 

WITH  POLYNEURITIS.  (Fr.)  Barrucand, 
D.  (Clin.  Med.  B,  Nancy,  France),  F.  Vicari,  G. 
Mauuary  and  J.  Froment.  Ann,  Med.  Nancy  9(12): 
757-760,  1970. 


7086      TREATMENT  OF  ACTIVE  CHRONIC  HEPATITIS. 

(It.)   Corsini,  G.  (St.  Chiara  Hosp., 
Pisa,  Italy).  Rea.    Progr.   Med.    (Roma)    50 (^): 
390-'402,  1971. 


7087 
1971. 


MANAGEMENT  OF  CHRONIC  HEPATITIS.   (E.) 
Anonymous.  Lancet    1(7710:1221-1223, 


See  also  number:   705'* 
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7088      EXTRACORPOREAL  IRRADIATION  OF  THE  BLOOD: 

ATTEMPTED  IMMUNOSUPPRESSIVE  TREATMENT 
OF  ACTIVE,  NON-ALCOHOLIC  CIRRHOSIS.   (E.)   Ranek, 
L.  (Natl.  Hosp.,  Copenhagen),  V.  Andersen,  S. 
Jarnum,  J.  Nerup,  K.  RamsOe,  T.  SchiOdt,  N. 
Tygstrup,  B.  Weeke  and  K.  Westergaard.  Saand.    J. 
Gastroenterol.    6(5) :389-396,  1971. 

Irradiation-induced  lymphocytopenia  to  suppress 
the  liver  immune  processes  by  extracorporeal 
irradiation  of  the  blood  (ECl)  did  not  improve 
liver  function  and  was  an  unpromising  mode  of 
treatment  in  active  cirrhosis  of  the  liver.   The 
technique  employed  a  Scribner  shunt  placed  in  the 
forearm  under  local  anesthesia  and  continuous 
infusion  of  heparin  during  ECl  lasting  72-  11)  hr. 
Patients  suffered  from  various  degrees  of 
abdominal  discomfort  with  nausea  and  vomiting 
during  ECl.   Four  patients  with  active,  non- 
alcoholic cirrhosis  and  high  serum  gamma  globulin 
levels  were  treated  with  ECl.   One  patient  died 
from  bleeding  stomach  ulcers;  3  showed  an  increase 
in  galactose  elimination  capacity  and  prothrombin 


concentration;  other  liver  function  tests  showed 
no  change;  both  serum  immunoglobulin  concentrations 
and  IgG  turn-over  rate  were  unaffected;  and  2 
liver  biopsies  3  min  after  EGI  showed  no  change 
in  lymphocyte  and  plasma  cell  infiltration. 


7089      EFFECTS  OF  PENTAGASTRIN  ON  INSULIN 
SECRETION.   (Fr.)   Kaess,  H,  (Univ. 
Med.  Clin.,  Heidelberg,  Germany),  G.  Schl ierf  and 
S.  Lackas.  Arch.    Fr.    Mat.   App.    Dig.    60(6-7, 
Suppl.  2):]37-lA2,  1971. 

In  6  normal  subjects  s.c.  administration  of 
pentagastrin  (6  yg/kg)  increased  gastric  acid 
secretion  rapidly  but  had  no  effect  on  blood 
insulin  or  glucose  levels.   During  i.v.  infusion 
of  pentagastrin  (O.l  ug/kg/min)  to  6  cirrhotic 
patients  who  had  portacaval  anastomoses,  blood 
glucose,  insulin,  and  fatty  acid  levels  remained 
essentially  unchanged;  minor  changes  in  insulin 
levels  might  be  a  manifestation  of  reduced  liver 
clearance  of  insulin.   Blood  glucose  and  insulin 
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levels  remained  unchanged  in  the  hepatic  vein^ 
and  peripheral  venous  blood  during  i.v.  infusion 
of  pentagastrin;  glucose  and  insulin  levels  were 
slightly  higher  in  the  hepatic  vein.   In  normal 
subjects  secretin  (0.5  U/kg  i.v.)  caused  a  rapid 
but  transitory  increase  in  blood  insulin  levels. 
Infusion  of  pentagastrin  (O.O6  yg/l<g/min)  de- 
creased the  effect  of  a  second  injection  of 
secretin  which  would  normally  have  the  same 
effect  as  the  first.   The  inhibitory  and  indirect 
stimulating  effects  of  gastrin  on  insulin  libera- 
tion are  an  important  factor  in  Zol 1 i nger-El 1 i son 
syndrome  since  only  10^  of  the  patients  with  this 
syndrome  have  high  blood  insulin  levels. 


groups  with  different  clinical  and  biochemical 
characteristics.  This  system  was  reproduced  by 
Wishart's  method  by  a  modification  designed  to 
counteract  the  linl<ing  of  data  modes.   Using 
Wishart's  taxonomical  principle,  a  classification 
l<ey  allowed  allocation  of  previously  unclass i f iabl 
patients  into  1  of  the  2  classified  groups.  The 
2  resulting  groups  were  very  much  1  i  l<e  those 
created  by  the  taxonomical  analysis  with  respect 
to  features  that  were  not  used  for  the  classifica- 
tion.  Resolution  and  analysis  of  data  modes  of 
an  independent  material  of  72  patients  with 
cirrhosis  demonstrated  some  general  structure 
as  found  in  the  original  material. 


7090      LIVER  CIRRHOSIS.   CLINICAL  EXPERIENCE 

WITH  27*4  UNSELECTED  CASES.   (E.) 
Pinto  Correia,  J.  (Univ.  Hosp.,  Santa  Maria, 
Portugal),  M.  E.  Areias,  E.  Monteiro,  M.  Garnel 
and  F.  Madeira.  Digestion   i*  ((4)  :223-233,  1971. 

Subjects  consisted  of  27'*  patients  (721  males, 
28I  females)  most  of  whom  were  over  kO   yr  old. 
About  501  were  symptomatic  for  less  than  1  yr, 
and  about  10^  had  been  symptomatic  for  more  than 
5  yr.  The  most  common  clinical  stigmata  were 
ascites  (761),  jaundice  ((>2%)  ,    asterixis  and/or 
fetor  hepaticus  (571)  and  coma  (53^).  There  was 
a  history  of  alcoholism  in  at  least  73%,    and  51^ 
admitted  to  being  heavy  drinkers.   The  clinical 
picture  was  similar  in  those  with  alcoholism  (I88) 
and  without  (86),  although  asterixis  and  feter 
were  more  common  in  alcoholics.   Compensated 
cirrhosis  was  3  times  as  common  in  those  who 
denied  alcoholism  as  in  the  alcoholics.   The 
most  sensitive  liver  function  tests  were  the 
prothrombin  time,  BSP  retention  test,  and  the 
cephal in-cholesterol  and  thymol  flocculation  tests. 
The  overall  mortality  was  32.8^  (36.3^  in  males, 
23.71  in  females).   The  mortality  was  36^  in 
alcoholics  and  \5%    in  non-alcoholics.   Death  in 
hepatic  coma  occurred  in  52^,  of  whom  half^had 
gastrointestinal  bleeding  (which  was  the  single 
cause  of  death  in  25^  of  1 1 1  cases).  The  mortality 
was  significantly  increased  in  those  with  coma 
with  jaundice  or  those  with  coma  plus  ascites  or 
hyponatremia  (serum  sodium  less  than  125  mEq/liter), 
The  mortality  rate  was  not  influenced  by  the 
presence  of  either  ascites  or  jaundice  alone. 
A  50%  mortality  rate  was  observed  in  those  with 
esophageal  varices. 
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RECOVERY 
Winkel  ,  P 
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CLASSIFICATION  OF  CIRRHOSIS.   THE 
RESOLUTION  OF  DATA  MODES  AND  THEIR 
JN  AN  INDEPENDENT  MATERIAL.   (E.) 
.  (Natl.  Hosp.,  Copenhagen)  and  N. 
Comput.    Biomed.   Res.    h{k)  i^M-hlG, 


The  Sneath  and  Wishart  methods  for  numerical 
taxonomical  analysis  were  compared  as  to  classifi- 
cation of  '4OO  patients  with  cirrhosis  of  the 
liver.   Classification  according  to  Sneath^s 
method  resulted  in  the  formation  of  2  distinct 


7092      MUSCLE  BIOPSY  STUDIES  IN  LIVER  CIRRHOSI! 

(E.)   Maschio,  G.,  A.  D'Angelo,  F. 
Sirigu,  E.  Ossi,  R.  Polin,  U.  Fagiolo  and  R. 
Naccarato  (Univ.  Clin.,  Padua,  Italy).  Saand. 
J.   Gastroenterol.    6(14) : 363-368,  1971. 

Extracellular  alkalosis,  of  both  respiratory 
(mostly)  and  metabolic  origin,  was  present  in  15 
of  22  patients  with  decompensated  cirrhosis  of 
the  liver.   Mean  values  of  plasma  osmolarity  and 
sodium,  potassium,  chloride,  magnesium  and  calciui 
concentrations  were  low  borderline.   Metabolic 
balance  studies  showed  a  reduced  urinary  output, 
and  hence  a  positive  balance,  of  water,  sodium 
and  chloride,  whereas  calcium  excretion  was  withi 
normal  limits.   Muscle  composition  analyses 
showed  increased  water  content,  both  in  the 
extracellular  and  intracellular  phases.   A 
positive  correlation  between  total  muscle  water 
and  extracellular  or  intracellular  water  content 
was  found.   Sodium  and  chloride  concentrations 
also  increased  in  muscle  tissue.   Values  of 
potassium,  magnesium,  and  protein  nitrogen  were 
slightly  reduced,  with  normal  mean  values  for 
the  potassium/nitrogen  ratios.   Histologically, 
edema,  nucleosis  and  less  frequently  atrophy 
were  the  most  common  findings,  which  may  be 
attributable  to  either  the  effects  of  over- 
secretion  and  impaired  metabolic  degradation  of 
aldosterone  and  antidiuretic  hormone,  or  to  the 
loss  of  body  cellular  mass,  often  found  in 
severe  liver  disease. 

7093      PERITONITIS  DUE  TO  SALMONELLA  TYPHIMURI 

COMPLICATING  NUTRITIONAL  CIRRHOSIS. 
(E.)   Hirschman,  S.  Z.  (Mt.  Sinai  Sch.  Med., 
New  York,  N.  Y.)  and  S.  Murphy.  Mt.    Sinai  J. 
Med.   NY   38(5):')70-'473,  1971. 

A  case  history  is  briefly  reported  of  a  40-yr-olc 
Puerto  Rican  woman  who  developed  a  Salmonel la 
typhimurium  peritonitis  without  overt  septicemia, 
appendicitis  or  intestinal  perforation.  Althougl 
the  Salmonella  organism,  was  cultured  from  the 
ascites  fluid  cultures  of  stool,  urine  and  blood 
were  negative.   She  made  an  uneventful  recovery 
on  chloramphenicol. 

709'*      RELATION  BETWEEN  SO-CALLED  SMALL 
INTESTINE  PHOSPHATASE  AND  SERUM 
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PSEUDOCHOLINESTERASE  IN  CIRRHOSIS.   (Ger.) 
Gerlach,  U.  (Med.  Clin.,  Munster  i,  Westphalia, 
Germany),  G.  Eberhardt,  L.  Paul,  W.  Oberwittler 
and  N.  van  Husen.  Klin,    Woahensahr.    ks(]7): 
997-998,  1971. 

The  activity  of  the  isoenzyme,  "small  intestine 
phosphatase",  was  increased  in  sera  from  13  of  30 
patients  with  a  histological  diagnosis  of  active 
cirrhosis.  A  negative  correlation  was  found 
between  the  occurrence  of  this  enzyme  and  serum 
pseudochol inesterase  activity;  "small  intestine 
phosphatase"  was  found  significantly  more  often 
in  patients  with  low  serum  chol inesterase  values 
but  was  never  found  in  patients  with  more  than 
2500  mU/ml  chol inesterase. 


7095      EFFECT  OF  CHOLECYSTOKI N I N  PANCREOZYMIN 

ON  BILE  SALT  SECRETION  INTO  THE 
DUODENAL  JUICE  IN  PATIENTS  WITH  LIVER  CIRRHOSIS. 
(E.)   Bode,  C.  (Philipps  U.,  Med.  Clin.,  Marburg/ 
Lahn,  Germany),  H.  Goebell  and  W.  Kehl.  Klin. 
Woahensahr.    '♦9(15)  :88l-883,  1971. 


7096      DIAGNOSTICS  OF  FATTY  LIVER.   (Ger.) 

Nilius,  R.  (Martin  Luther  U.,  1st  Med. 
Clin.,  Halle,  Germany),  L.  Otto,  M.  Mori  and  H. 
Enke.  Dtsah.    Gesundheitsw.    26(21 ) :953-958,  1971. 


7097      TESTOSTERONE  TREATMENT  OF  LIVER  CIRRHOSI 

(Rus.)   Baloch,  P.  and  I.  Budavari. 
Sov.   Med.    3't(5):1'*3-W45,  1971. 


7098      PREGNANCY  ASSOCIATED  WITH  CIRRHOSIS  AND 

CHRONIC  HEPATITIS.   (Ger.)   Huchzermeyer , 
H.  (Dr.  Schorlemmers  Private  Hosp.,  Bad  Godesberg, 
Germany).  Aata  Hepatosplenol.    (Stuttg.)    18('»): 
29'*-305,  1971. 


7099 


(Fr.) 


ASCITES  AND  ALCOHOLIC  CIRRHOSIS. 

Gastard,  J.  (CHU  Med.  Serv.  E, 
Pontchaillou  Rennes,  France),  P.  Cousin  and  G. 
Boullier.  Ann.    Gastroenterol.    Hepatol.    (Paris) 
7(2):137-1'43,  1971. 


7100      IRON  KINETICS  OF  LIVER  DAMAGED  BY 

ALCOHOL.   (Ger.)   Klotz,  H.  G.  (Univ. 
1st  Med.  Clin.,  Vienna),  K.  Irsigler  and  K. 
Krypsin  Exner.  Aata  Hepatosplenol.    (Stuttg.) 
l8(2):73-83,  1971. 


7101      SCLERODERMA  ASSOCIATED  WITH  HEPATIC 
CIRRHOSIS.   A  REPORT  OF  THREE  CASES 
AND  A  REVIEW  OF  THE  LITERATURE.   (Fr.)   Thomas, 
:M.  (St.  Antoine  Hosp.,  Paris)  and  P.  Gateau. 
Rev.    Med.    Chir.   Mai.    Foie   '(6(2)  :8l -87,  1971. 


7102      CORONARY  ATHEROSCLEROSIS  IN  CIRRHOTICS. 

(ANATOMICAL  STUDY  OF  50  CASES).   (Fr.) 
Nicolas,  G.,  A.  Gaillard,  J.  B.  Bouhour  and  J. 
Horeau.  Rev.   Alaool.    16(A)  :27'»-280,  1970. 


See  also  number:   6538 
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7103      INTRAMURAL  LESIONS  OF  THE  GALLBLADDER. 

(E.)  Ochsner,  S.  F.  (Ochsner  Clin., 
New  Orleans,  La.).  Am.  J.  Roentgenol.  Radium. 
Ther.    Nual.   Med.    113(0:1-9,  1971. 

Lesions  involving  the  wall  of  the  gallbladder 
below  the  mucosal  surface,  which  produce  visible 
changes  on  cholecystography,  but  rarely  considered 
as  a  group  were  used  to  point  out  the  versatility 
of  cholecystography.   Intramural  d i vert iculos i s , 
intramural  gas,  localized  intramural  granuloma, 
submucosal  calcification,  cystic  lesions  of  wall, 
and  adenomyomas  were  encountered.   Sarcoma  of 
the  wall  of  the  gallbladder  was  not  encountered 
in  this  study.   Proper  identification  of  these 
lesions  would  depend  on  knowing  the  usual  roent- 
genographic  appearance.   Intramural  d i vert iculos i s 
(Aschoff-Roki tansky  sinuses)  showed  numerous 


small  areas  of  opacification  surrounding  the 
lumen;  intramural  gas  associated  with  poorly  con- 
trolled diabetes  showed  small  radiolucent 
collections  of  gas  in  the  gallbladder  area  and 
once  diagnosed  responded  to  vigorous  therapy; 
intramural  granuloma  may  show  a  deformed  or 
stenotic  lumen;  submucosal  calcification  showed 
linear,  flaky,  or  plaque-like  calcifications 
suggesting  a  gallbladder  outline;  rare  cystic 
lesions  of  the  wall  showed  an  oval  defect  in  the 
lateral  aspect  of  the  gallbladder;  and  adenomyomas 
showed  a  small  filling  defect  at  the  fundus  of 
the  gallbladder.   Only  1  neoplasm,  a  metastatic 
renal  carcinoma,  was  visualized  preoperat ively. 
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LIVER.   (Rus.)   Lapin,  E.  F.  (Med.  Inst.,  Tomsk, 
USSR)  and  A.  A.  Potapov.  Fiziol.    Zh.    SSSR   57(8): 
1172-1177,  1971. 

Biliary  dysl<inesia  developed  in  dogs  withiin  10-15 
days  after  administration  of  alloxan  (70-80  mg/kg 
i.v.).   Al loxan- induced  diabetes  decreased  the 
duration  of  gallbladder  contractions  after  the 
feeding  of  meat  and  increased  the  tonus  of  Oddi's 
sphincter  at  the  distal  end  of  the  common  bile 
duct;  the  latent  period  before  bile  secretion 
began  increased  and  the  total  volume  of  bile 
secreted  decreased.   These  disturbances  became 
more  pronounced  with  time  so  that  in  2  dogs  only 
small  amounts  of  bile  with  a  high  bilirubin 
concentration  were  secreted  70-78  days  after 
administration  of  the  alloxan,  indicating  that 
cholestasis  was  present.  These  disturbances  in 
motility  disappeared  when  diabetic  dogs  were 
treated  with  insulin  (0.5  lU/kg  s.c).   "^'s 
concluded  that  insulin  helps  to  regulate  bile 
secretion. 


7105      EXPERIMENTAL  MANAGEMENT  BY  NONOPERATIVE 

ADRENERGIC  STIMULATION  OF  SIMULATED 
COMMON  DUCT  STONES.   (E.)   Dardik,  H.  (Montefiore 
Hosp.,  Bronx,  N.  Y.),  T.  Beneventano,  R.  Rosen, 
M.  L.  Gliedman  and  C.  J.  Schein.  Am,   J.   Dig,    Dis, 
l6('»):321-326,  1971. 

The  effect  of  isoproterenol  on  ampul lary  flow 
and  the  passage  of  foreign  bodies  through  the 
choledochus  was  studied  in  dogs  to  determine  if 
pharmacologic  manipulation  of  adrenergic  receptors 
within  the  biliary  tract  can  facilitate  the 
passage  of  retained  common  duct  stones  into  the 
intestine.  Neither  isoproterenol  infusion  nor 
vagotomy  had  any  effect  on  the  flow  rate  of  saline 
through  the  ampulla,  but  both  elicited  flow  at  a 
lower  intracholedochal  pressure  than  that  seen 
in  untreated  animals.  Subsequent  flow  rates 
also  showed  no  significant  differences  at  each 
level  of  intracholedochal  pressure  increments. 
The  mean  control  pressure  for  passage  of  the 
foreign  body  (No.  '^   shot)  into  the  duodenum  was 
250  mm  Hg.  This  was  decreased  by  k(>%   with 
simultaneous  infusion  of  isoproterenol  to  a  mean 
of  150  mm  Hg.  Within  1  hr  after  isoproterenol 
infusion  ceased,  the  pressure  required  for  passage 
of  the  shot  returned  to  within  \3%   of  the  control 
mean  value.  Thus,  stimulation  of  S  receptors 
with  isoproterenol  may  be  useful  in  the  management 
of  patients  having  difficulty  in  passing 
cholodochal  calculi. 


7106      ABSORPTION  OF  VITAMIN  E  IN  CHILDREN 

WITH  BILIARY  OBSTRUCTION.   (E.) 
Harries,  J.  T.  (Hosp.  Sick  Child.,  London)  and 
D.  P.  R.  Muller.  Gut   12(7) : 579-58'*,  1971. 

The  intestinal  absorption  of  vitamin  E  was  studied 
in  17  children  with  liver  disease  in  association 
with  a  severe  degree  of  biliary  obstruction.  All 
the  patients  with  obstructive  jaundice  (lA)  had 


low  serum  levels  of  vitamin  E  and  increased 
peroxide  hemolysis  compared  with  22  children  who 
did  not  have  malabsorption.   Large  doses  of 
vitamin  E  given  orally  yielded  no  rise  in  serum 
vitamin  E  levels  in  any  of  the  3  children  tested. 
Administration  of  vitamin  E  i .m.  was  followed  by 
increased  serum  vitamin  E  levels  and  a  decrease 
to  normal  levels  of  peroxide  hemolysis.  Vitamin 
E  levels  remained  at,  or  fell  below,  pretreatment 
values  despite  large  daily  doses  (30-266  mg/kg 
body  weight/day)  of  either  fat-soluble  or  water- 
miscible  vitamin  E  preparation  for  periods 
ranging  from  2  months  to  3  yr.   In  3  children 
absorption  improved  during  periods  of  improving 
bi 1 iary  obstructiono 


7107      CHOLANGIOCARCINOMA.   (E.)   Kaude,  J. 

and  R.  Rian  (Henry  Ford  Hosp.,  Detroit, 
Mich.).  Radiology   100(3) :573-580,  1971. 

Angiographic,  historical,  and  clinical  findings 
in  16  cases  of  primary  bile  duct  carcinoma  are 
described.  There  were  twice  as  many  females  as 
males,  and  the  average  age  was  66  yr.  Medical 
history  included  cholelithiasis  (56^),  pain  (69I) 
and  occasional  biliary  cirrhosis  secondary  to 
obstruction.  On  physical  examination,  jaundice 
and  occasional  palpable  abdominal  masses  were 
seen  in  cases  of  cholangiocarcinoma.   In  an 
angiographic  comparison  of  cholangiocarcinoma, 
hepatoma,  and  metastatic  carcinoma,  encasement 
or  obstruction  of  hepatic  arteries  was  more 
prevalent  in  cholangiocarcinoma  and  metastatic 
carcinoma,  whereas  encasement  of  portal  veins 
and  displacement  of  vessels  was  associated 
primarily  with  hepatoma.  Thin,  irregular  neo- 
plastic vessels  were  identified  in  81^  of 
chol angi oca  re i nomas.  The  most  common  sites  of 
cholangiocarcinoma  were  the  Junction  of  the 
cystic  and  hepatic  ducts,  and  the  distal  common 
bile  duct.   In  view  of  the  clinical  diagnostic 
difficulties  encountered  in  this  series  of 
cholangiocarcinomas,  including  negative  findings 
on  needle  or  open  liver  biopsies,  angiography 
contributed  to  diagnosis,  and  in  some  cases  was 
the  only  method  by  which  the  correct  diagnosis 
was  made. 


7108      DIAGNOSTIC  AND  THERAPEUTIC  PROBLEMS  IN 

BILIARY  ATRESIA.   ANALYSIS  OF  '♦O  CASES. 
(Ger.)   Welte,  W.  (Cologne  City  Hosp.  Surg.  Clin,. 
Germany).  Dtsch,   Med,    Woohensahr,    96(21) :899-908, 
1971. 

Of  52  children  admitted  for  suspected  biliary 
atresia  the  diagnosis  was  confirmed  in  'tO  cases. 
These  included  3  with  intrahepatic  atresia,  17 
with  complete  and  partial  extrahepatic  atresia, 
8  with  intrahepatic  hypoplasia,  3  with  intra  and 
extrahepatic  hypoplasia  and  6  with  a  combination 
of  extrahepatic  atresia  with  intrahepatic  hypo- 
plasia. Among  the  12  initially  misdiagnosed 
cases  there  were  7  with  hepatitis,  1  pancreatic 
fibrosis,  1  cirrhosis  of  unknown  origin,  1  cyst 
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of  the  Intrahepatic  biliary  duct,  1  cyst  of  the 
choledochus  and  1  suspected  biliary  duct  stresia. 
Surgical  procedures  and  histological  findings  are 
discussed,  and  the  diagnostic  value  of  preoperative 
percutaneous  liver  biopsy  (Menghini's  method) 
combined  with  the  ^^h  rose  bengal  test  (especially 
for  exclusion  of  hepatitis)  are  stressed.   The 
importance  of  correct  preoperative  diagnosis  of 
hepatitis  is  emphasized.   Artificial  bile  ducts 
for  drainage  were  constructed  in  13  patients  but 
did  not  substantially  prolong  survival.   The  high 
incidence  of  biliary  atresia  was  noteworthy; 
intrahepatic  hypoplasia  had  a  better  prognosis 
than  all  other  forms.   Two  siblings  had  similar 
abnormalities  (intrahepatic  hypoplasia  in  one, 
intrahepatic  atresia  with  extrahepatic  hypoplasia 
in  the  other)  but  genetic,  seasonal  or  regional 
differences  in  incidence  were  not  found. 


7109      EXPERIMENTAL  CHOLELITHIASIS  IN  MICE, 

COMPARISON  OF  THE  EFFECT  OF  CHOLIC  AND 
TAUROCHOLIC  ACIDS  WITH  OR  WITHOUT  CHOLESTEROL. 
(Fr.)   Gerolami,  A.  (Natl.  Inst.  Health  Med.  Res., 
Marseille,  France),  C.  Crotte,  A.  Mule,  Y. 
Varette  and  H.  Sarles.  Arch.    Fr.   Mai.   App.   Dig. 
60(3,  Suppl.  l):23-32,  1971. 

Cholelithiasis  was  produced  in  female  Swiss  mice 
by  adding  0.5^  cholic  acid  to  a  low-cholesterol 
diet,  but  cholesterol  gallstones  developed  much 
more  rapidly  In  mice  given  both  cholic  acid  and 
]%   cholesterol.   Addition  of  0.65^  taurochol ic 
acid  retarded  development  of  gallstones  in  mice 
on  low-cholesterol  diets  and  those  given  ]% 
cholesterol.   After  1  month  gallbladder  lesions 
were  most  pronounced  with  the  cholesterol  and 
cholic  acid  diet.   Gas  chromatographic  analyses 
of  bile  samples  showed  significant  and  identical 
increases  in  bile  acids  and  phospholipids  in  all 
animals  given  lithogenic  diets  for  15  days. 
Ratios  of  bile  salts/cholesterol  and  bile  salts/ 
fatty  acids  were  identical  in  hepatic  and 
gallbladder  bile.   By  means  of  Small  diagrams  it 
was  demonstrated  that  both  hepatic  and  gallbladder 
bile  were  almost  saturated  with  free  cholesterol 
after  15  days  of  the  lithogenic  diet. 


7110      THE  CLINICAL  SIGNIFICANCE  OF  THE  DIAMETER 

OF  THE  COMMON  BILE  DUCT  IN  CHOLECYSTEC- 
TOMIZED  PATIENTS.   (E.)   Reiss,  R.  (Tel  Aviv  U. 
Med.  Sch.)  and  S.  Pikielny.  Isr.    J.   Med.   Sai, 
7(9):1070-1072,  1971. 

The  size  of  the  common  bile  duct  (CBD)  and  the 
response  of  the  sphincter  of  Oddi  to  morphine 
was  studied  in  150  patients  at  the  time  of 
cholecystectomy  and  1  yr  after  surgery.   The 
average  size  of  the  CBD  at  the  time  of  surgery 
was  9  mm,  with  30^  of  the  CBD's  with  a  diameter 
ranging  between  10  and  \k   mm  showing  abnormal 
feedings.   One  yr  after  surgery,  both  the  average 
CBD  diameter  (9.1  mm)  and  the  distribution  of 
the  various  size  ranges  conformed  very  well  to 
the  operative  findings.   Of  these  patients,  117 


(781)  showed  no  change  in  size  during  the  yr 
following  cholecystectomy,  25  (17%)  showed  an 
increase  of  greater  than  3  mm,  and  8' (5%)  showed 
a  decrease  of  more  than  3  mm.   All  patients  with 
serious  biliary  symptoms  showed  some  degree  of 
CBD  enlargement.   There  was  no  correlation 
between  the  presence  of  symptoms  and  sphincter 
function  as  measured  by  the  response  to  morphine, 
which  was  present  in  about  80%  of  all  cases. 


7111      THE  RELATIONSHIP  OF  CHOLELITHIASIS  TO 

VAGOTOMY.  (E.)  Mujahed,  Z.  (New  York 
Hosp. -Cornel  1  Med.  Ctr.,  N.  Y.)  and  J.  A.  Evans. 
Surg.   Gynecol.   Obstei.    1 33('»)  :656-658,  I97I. 

The  incidence  of  cholelithiasis  after  vagotomy 
was  determined  in  262  patients  who  underwent 
truncal  vagotomy  during  the  last  25  yr.   In  this 
group,  7  patients  developed  cholelithiasis  after 
vagotomy  as  proven  by  cholecystectomy  (6  patients) 
or  autopsy  (1  patient).   The  remaining  255 
patients  were  free  of  gallbladder  disease  as 
determined  by  oral  cholecystography  {k]    patients), 
autopsy  (7),  or  on  clinical  grounds  (207).   The 
incidence  of  cholelithiasis  was  3%    in  males  and 
l.^il  in  females  after  vagotomy.   When  these 
results  were  compared  with  the  expected  occurrence 
of  cholelithiasis  in  a  comparable  population  in 
which  none  underwent  vagotomy,  they  were  found 
to  be  similar  in  all  important  respects.   In  this 
population  the  incidence  of  cholelithiasis  was 
2.91  in  males  and  5.9l  in  females.   Thus,  an 
increased  incidence  of  cholelithiasis  does  not 
occur  after  vagotomy. 


7112      CHOLELITHIASIS  AND  IMMIGRATION.   (E.) 

Loftus  Hills,  L.  (U.  Melbourne  Dept. 
Surg.,  Victoria,  Australia).  Med.    J.   Aust. 
2(2):9'*-95,  1971. 

A  survey  of  396  consective  cases  of  proven 
cholelithiasis  in  women  seen  at  the  Royal 
Melbourne  Hospital  over  a  20-month  period  is 
reported.   The  incidence  of  gallstone  disease 
among  women  who  had  migrated  to  Australia  from 
Italy,  Greece,  Malta  and  Cyprus  was  3.1%   compared 
with  2.5%  for  Australian-born  women.   The  overall 
incidence  in  Italy  was  1.51,  and  this  was 
similar  to  the  1.7%  incidence  for  all  Australians 
but  quite  different  than  the  h.Z%   for  the 
southern  Europeans  in  Australia.   The  mean  age 
of  the  southern  European  women  was  1  *»  yr  less 
than  the  Australians  and  they  were  most  likely 
to  develop  symptoms  2-5  yr  after  arriving  in 
Australia.   Multiparity  had  no  effect  on  the 
difference  in  incidence.   Obesity  was  the  same 
in  European  and  Australian  women.   The  only 
significant  parameter  detected  was  an  increased 
consumption  of  fat  and  a  decreased  consumption 
of  carbohydrate  after  migration. 


7113 


BILIARY  TRACT  DISEASE  IN  SICKLE  CELL 
ANEMIA:   SURGICAL  CONSIDERATIONS. 
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(E.)   Cameron,  J.  L.  (Johns  Hopkins  Med.  Inst., 
Baltimore,  Md.),  W.  C.  Maddrey  and  G.  D.  Zuidema. 
Ann.   Surg.    1 7M't)  :702-710,  1971. 

The  records  of  l'*7  patients  with  sickle  cell 
anemia  were  reviewed  to  determine  the  incidence 
of  biliary  tract  disease.  Of  the  hi   patients  for 
whom  enough  information  was  available  to  establish 
the  presence  or  absence  of  biliary  tract  disease, 
33  patients  (or  22°4  of  the  entire  147  patients) 
had  proven  disease.  The  incidence  was  34°^  when 
only  those  patients  15  yr  of  age  and  over  were 
considered.  Of  the  33  patients  in  whom  biliary 
tract  disease  was  established,  61%  (20  patients) 
had  opaque  stones  with  6  patients  having  common 
duct  stones.  Thirty-one  of  the  ^7  patients  in 
this  series  had  clinical  symptoms  or  episodes 
that  could  be  attributed  to  biliary  tract  disease. 
Ten  of  the  33  patients  with  known  biliary  tract 
disease  underwent  cholecystectomy  with  no  post- 
operative complications  or  mortality.  Fifty-six 
of  the  \^1   patients  underwent  one  or  more  general 
anesthesias  for  a  variety  of  surgical  procedures 
with  no  operative  mortality  and  no  wound  healing 
problems.  Twenty-three  of  the  73  females  in  this 
series  underwent  a  combined  total  of  50  pregnancies. 
There  was  considerable  maternal  morbidity,  crises 
during  and  immediately  after  pregnancy  were 
frequent,  and  transfusions  during  pregnancies 
were  common. 

7111»      NUTRIENT  INTAKE  OF  PIMA  INDIAN  WOMEN: 

RELATIONSHIPS  TO  DIABETES  MELLITUS  AND 
GALLBLADDER  DISEASE.   (E.)   Reid,  J.  M.  (Natl. 
Inst.  Arthritis  Metabol .  Dis.,  Bethesda,  Md.), 
S.  D.  Fullmer,  K.  D.  Pettigrew,  T.  A.  Burch, 
P  H  Bennett,  M.  Miller  and  G.  D.  Whedon.  Am.    J. 
Clin.    Nutr.    2^1 ):  1  281-1  289,  1971. 

Subjects  consisted  of  277  Pima  Indian  women  (25-'»'4 
yr  of  age),  all  of  whom  had  sufficient  dietary 
intakes  of  calories,  protein,  iron,  calcium  and 
magnesium.   Although  their  ratio  of  polyunsaturated/ 
saturated  fats  was  lower  than  desirable,  it  was 
essentially  that  seen  in  the  rest  of  the  United 
States.   Dietary  intake  of  carbohydrates  and 
sucrose  was  lower  in  diabetics  than  in  non- 
diabetics.  Women  employed  outside  the  home  had 
a  lower  caloric  intake  and  a  greater  animal 
protein  intake  than  homemakers.   There  were  no 
differences  in  any  of  the  measured  parameter* 
between  women  with  and  without  gallbladder 
disease.   Neither  diabetes  nor  gallbladder 
disease  could  be  correlated  with  dietary  intake 
of  selected  nutrients. 


L.  G.  Ludington. 
1971. 


Am.  J.   Surg.    1 21  (6)  :7'*3-7'*5, 


7117  A  CASE  OF  CICATRICIAL  ORIGIN  OF  ATRESIA 
OF  THE  EXTRAHEPATIC  BILIARY  TRACT. 

(Sp.)   Gubern  Salisachs,  L.,  M.  Escude  Casals 
and  L.  Gubern  Pi.  Bol.    Soa.    Vasao-Navarra 
Pediatr.    5(18) : 195-197,  1970. 

7118  SCINTISCANNING  WITH  ^^Ij  LABELED  ROSE 
BENGAL  IN  CALCULOUS  CHOLECYSTITIS. 

(It.)  Cattaneo  Godio  R.  (U.  Turin  Inst.  Gen. 
Clin.  Med.,  Italy),  M.  D'Onofrio,  S.  Gabasio  and 
F.  Pugliese.  Minerva  Med.    62(i(2)  :2131-21 36,  1971. 

7119  INTRAOPERATIVE  CHOLANGIOGRAPHY.   (Pol.) 
Bernacki,  E.  (Med.  Acad  Inst.  Surg., 

Bialystok,  Poland).  Pol.    Tyg.    Lek.    26(1'»): 
515-518,  1971. 


7120 


PREOPERATIVE  CHOLANGIOGRAPHY  IN  THE 
PRESENCE  OF  JAUNDICE.   (E.)   Faithfull, 
G.  R.  (Repatriation  Gen.  Hosp.,  Concord, 
Australia)  and  P.  T,  Anderson.  Med.    J.   Aust. 
2(4):193-195,  1971. 

7121      HISTOLOGICAL  CRITERIA  FOR  EXTRAHEPATIC 

CHOLESTASIS.   (Fr.)   Gardiol,  D.  (U. 
Lausanne  Inst.  Pathol.  Anat.,  Switzerland)  and 
Acta  Hepatosplenol.    (Stuttg.)    18('4): 
1971. 


P.  Loup. 
253-261, 


7122  EFFECT  OF  IODIZED  ROENTGEN  CONTRAST 
SUBSTANCES  ON  THE  BILIARY  TRACT,  LIVER 

AND  PANCREAS  DURING  CHOLANGIOGRAPHY.   (Rus.) 
Solk,  V.  R.  Klin.   Khir.    5l(3):30-32,  1971. 

7123  ISOLATED  NECROSIS  OF  THE  GALLBLADDER 
AS  SEQUEL  TO  AN  ACCIDENT.   (Ger.) 

Vorster,  C.  (U.  Wurzburg  Surg.  CI  in. .  Germany) 
and  G.  Bottcher.  Chir.   Praxis    1 5(1 )  :'*5-'*9.  1971. 

7124  EFFECTIVENESS  OF  CHOLEDOCHODUODENOSTOMY 
AND  TRANSDUODENAL  SPHINCTEROTOMY  IN 

THE  TREATMENT  OF  BENIGN  OBSTRUCTION  OF  THE  COMMON 
DUCT.   (E.)   Thomas,  C.  G.,  Jr.  (U.  North 
Carolina  Sch.  Med.,  Chapel  Hill).  C  P.  Nicholson 
and  J.  Owen.  Ann.    Surg.    1 73  (6) : 845-856 .  1971. 


7115 


Kaneko. 


ANGIOGRAPHY  OF  CANCER  OF  THE  GALLBLADDER. 
(Jap.)   Kido,  C,  T.  Sasaki  and  M. 
Rinsho  Hoshasen   16(1): 63-69,  1971. 


7125 


AGENESIS  OF  THE  GALLBLADDER. 


(Nor.) 
Liavag,  I.  (Deaconess  Hosp.,  Louisenberg, 
Norway)  and  K.  Kveim  Lie.  Tidsskr.    Nor. 
Laegeforen.    91 (16) : 1226-1 227  &  1231,  1971. 


7116 


PRIMARY  SCLEROSING  CHOLANGITIS.   (E.) 
Perry,  A.  W.  (White  Mem.  Med.  Ctr., 
Los  Angeles,  Calif.),  E.  Djang,  G.  Kafrouni  and 


7126      ABNORMAL  PATTERNS  OF  THE  NETWORK  OF 

BILIARY  CANALICULI.   (Sl.)   Horvath,  A. 
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GALLBLADDER  AND  BILIARY  TRACT  DISEASES 


(L.  Derera  Acad  Bratislava,  Czechoslovakia)  and 
J.  Horvathova.  Cesk.   Patol.    7(2):92-97,  I97I. 


7127      A  CALCIFIED  MASS  IN  THE  RIGHT  HYPO- 

CHONDRIUM:   'PORCELAIN'  GALLBLADDER  IN 
A  YOUNG  ADULT.   (Fr.)   Cocheton,  J.  J.  (Tenon. 
Hosp.,  Paris),  J.  Poulet,  H.  Duclos  and  P.  Librez. 
Ann.   Med.    Interne    (Paris)    1 22 (6-7) : 72 1-725,  1971. 


7128      SUDDEN  DEATH  DUE  TO  ENDOCHOLECYSTI C 

ECHINOCOCCOSIS,  (it.)  Patumi,  F.  (U. 
Perugia  Inst.  Leg.  Med.,  Italy).  Minerva  Mediao 
Leg.    90(2):35-39,  1970. 


7129      TUMOR  OF  THE  AMPULLA.   ETIOLOGIC 

ASPECTS  AND  DIAGNOSTIC  PROBLEMS.   REPORT 
ON  SIX  CASES  WITH  PROTRACTED  EVOLUTION.   (Fr.) 
Leonard,  P.  Aata  Gastroenterol.    Belg.    34(6): 
'455-A71,  1971. 


Rochester,  Minn.),  J.  L.  Thistle  and  L.  J. 
Schoenfield.  Am,    J.   Dig.    Dis.    \(>{S)  •.'^37-k5h , 
1971. 


7138      BLEEDING  INTO  THE  DIGESTIVE  TRACT  FROM 

LITHIASIS  OF  THE  PANCREATIC  DUCT. 
(Pol.)   Lewicki,  K.  (Med.  Acad.  3rd  Surg.  Clin., 
Gdansk,  Poland)  and  J.  Dilaj.  Pol.    Przegl.    Chir. 
't3('*):  639-640,  1971. 


7139  RESULTS  OF  TREATMENT  OF  INJURIES  OF 
THE  EXTRAHEPATIC  BILIARY  TRACT,   (Ger. 

Mlynek,  H.  J.  (Karl  Marx  U.,  Surg.  Clin., 
Leipzig,  Germany)  and  U.  Schenker.  Zentralbl. 
Chir.    96(16): 542-547,  1971. 

7140  Bilirubin  metabolism,  normal  and 

PATHOLOGICAL.   (Fr.)   Hecht,  Y.  (St. 
Antoine  Hosp.,  Paris).  Rev,   Med.    Chir.   Mai, 
Foie   46(2):53-60,  1971. 


7130      PHYSICAL  PROPERTIES  AND  CHEMICAL 

COMPOSITION  OF  THE  BILE  IN  CHRONIC 
CHOLECYSTITIS.   (Rus.)   Chernomorets,  N.  N. 
Sov,   Med.    34(0:101-105,  1971. 


7131      CHOLEDOCHO-INTESTINAL  FISTULA.   REPORT 

OF  3  CASES.   (Fr.)   Runser,  C.  (Cent. 
Reg.  Hosp.,  Besancon,  France),  P.  Milleret,  H. 
Gisselbrecht  and  J.  P.  Maurat.  Sem.    Hop.    Paris 
47(19):1248-1251,  1971. 


7141 


ADENOMYOMATOSIS  OF  THE  GALLBLADDER. 

REPORT  OF  A  CASE.   (E.)   Sigstad,  H. 
(Univ.  Hosp.,  Oslo,  Norway),  T.  Haugland,  B. 
Fretheim  and  K.  Elgjo, 
185-188,  1971. 


7142 


Aata  Chir.   Saand.    137(2) 


CONGENITAL  DILATATION  OF  THE  COMMON 
BILE  DUCT.   A  CASE  REPORT.   (E.) 
De  Moulin,  D.  (St.  Liduina  Hosp.,  Boxtel, 
Netherlands)  and  J.  De  Vos.  Aroh.    Chir.    Neerl. 
23(0:1-6,  1971. 


7132      FALSE  FILLING  DEFECTS  IN  NECK  OF 

GALLBLADDER.   (E.)   Kriss,  N.  (Gen. 
Hosp.,  Geneva,  N.  Y.).  NY  State  J.    Med.    71(10) 
1079-1083,  1971. 


7143      CLOSED  TRAUMA  OF  THE  COMMON  BILE  DUCT 

WITH  RUPTURE  OF  THE  HEPATIC  ARTERY. 
(Fr.)   Louyest,  J.  (St.  Annadal  Hosp.,  Maastricht, 
Netherlands)  and  H.  A.  J.  Lemmens.  Aata  Chir. 
Belg.    69(7):621-630,  1970. 


7133  CONSERVATIVE  TREATMENT  OF  BILIARY 
TRACT  DISEASES.   (Ger.)   Boecker,  W. 

(Frauenberg  GmbH,  Bad  Mergentheim,  Germany). 
Med.    Welt    (Stuttg.)    22 (1 O) : 387-391 ,  1971. 

7134  ACCELERATED  CHROMATIC  DUODENAL  PROBING 
IN  THE  RAPID  DIAGNOSIS  OF  ACUTE 

CHOLECYSTITIS.   (Rus.)   Dikhtenko,  G.  I.  Klin. 
Khir.    51(3):13-17,  1971. 

7135  BILIARY  TRACT  OPERATIONS  IN  A  RURAL 
SURGICAL  PRACTICE.   A  REVIEW  OF  350 

OPERATIONS.   (E.)   Watkins,  G.  L.  (Washington  U. 
Sch.  Med.,  St.  Louis,  Mo.).  Am.   J.    Surg.    121(5): 
518-521,  1971. 

7136  CONGENITAL  DILATATION  OF  THE  BILIARY 
TRACT.   (E.)   Lorenzo,  G.  A.  (Northwestern 

U.  Med.  Sch.,  Chicago,  111.),  R.  W.  Seed  and 
J.  M.  Beal.  Am.    J.    Surg.    1 21 (5) :51 0-51 7,  1971. 


7137      HEPATIC  LIPID  SECRETION  AND  CHOLELITHIASIS 
(E.)   Soloway,  R.  D,  (Mayo  Clin., 

See  also  numbers:   6534,  6551,  6552, 


7144  CLINICAL  RELATIONSHIPS  OF  GALLSTONES. 
(E.)   Kaye,,M.  D.  (U.  Colorado  Med. 

Ctr.,  Denver)  and  F.  Kern.  Lancet    1(7711): 
1228-1230,  1971. 

7145  THE  'POSTCHOLECYSTECTOMY  SYNDROME'. 
RESIDUAL  AND  SUBSEQUENT  COMPLAINTS  AFTER 

SURGERY  ON  THE  BILE  PASSAGES  FOR  LITHIASIS. 
(Ger.)   Schmidt,  H.  D.  (City  Hosp.,  Karlsruhe, 
Germany).  Fortsohr.   Med.    89(10) :433-436,  1971. 

7146  INCIDENCE  OF  GALLSTONES  AND  GALLSTONE 
DISEASEo   EPIDEMIOLOGIC  PROBLEMS  OF 

CHOLELITHIASIS.   (Ger.)   Salzer,  G.  M.  (Univ. 
Surg  Clin.,  Innsbruck,  Austria)  and  E.  Hagleitner. 
Bruns  Beitr.    Klin.    Chir.    218(6) : 487-493,  1971. 

7147      THE  RESTORATION  OF  CELLULAR  FUNCTION 

AND  STRUCTURE  OF  THE  LIVER  AFTER 
OBSTRUCTION  OF  THE  COMMON  BILE  DUCT  IN  DOGS. 
(Rus.)   Mansurova,  I.  D.  (Inst.  Gastroenterol., 
Dushanbe,  USSR),  V.  I.  Antonovich  and  L.  G. 
Kaletkina.  Biull.    Eksp.    Biol.   Med.    71(5):43-47, 
1971. 
6553,  6554,  6693,  6950,  7050 
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7148      LEUCINE  AMINOPEPTIDASE  IN  BILIARY  AND 

PANCREATIC  OBSTRUCTION  AND  OTHER 
METABOLIC  DISORDERS.   (E.)   Casey,  A.  E.  (Mem. 
Inst.  Pathol.,  Longview,  Ala.),  F.  E.  Gilbert, 
H.  L.  Lohmann,  H.  Proelss  and  E.  Downey,  kla.   J. 
Med.   Sai.    8(3) : 304-31 3,  1971. 

Serum  leucine  atnlnopeptidase  (LAP)  levels  in 
17,'*31  consecutive  admission  metabolic  profiles 
were  correlated  with  chemical  and  clinical  syn- 
dromes. The  mean  serum  LAP  was  151  Goldbarg- 
Rutenburg  U  (GRU) ,  the  median  134,  and  the  mode 
121.   In  671  of  the  female  patients  and  73%  of 
the  males,  the  serum  LAP  level  was  elevated 
above  the  mode  of  121  GRU.   In  normal  pregnancy, 
delivered  and  undelivered,  the  LAP  rose  to  high 
levels.  The  LAP  was  also  elevated  in  10  disease 
states  associated  with  obstruction  of  the  biliary 
ducts,  intra-  or  extra-hepatic,  including  ampulla 
of  Vater  and  pancreatic  ducts.  Total  serum  LAP 
was  significantly  reduced  in  females  with  dlvertic- 
ulosis,  peritonitis,  males  and  females  with 
cancer  of  the  stomach  and  Intestine,  benign 
tumors,  anemia,  Intestinal  obstruction,  hemorrhage, 
and  males  with  phlebitis,  displaced  disc  and 
rheumatoid  arfhritis.  Total  serum  LAP  varied 
directly  with  alkaline  phosphatase,  SCOT,  LDH, 
creatine  phosphoklnase,  amylase,  bilirubin, 
calcium,  inorganic  phosphorus,  total  protein, 
cephalin  f loccul at  Ion  ,  cholesterol,  uric  acid, 
thymol  turbidity,  y,  B,  a,  and  a2  globulins. 


7149      ENTEROPATHOGENICITY  OF  Escherichia  coll. 

I.   EVALUATION  OF  MOUSE  INTESTINAL 
LOOPS.   (E.)   Punyashthltl ,  K.  (U.  Texas  South- 
western Med.  Sch.,  Dallas)  and  R.  A.  Finkelstein. 
Infeat.   Immun.    4(4) :473-478,  1971. 

This  experimental  model  consisted  of  2  isolated 
6-cm  lengths  of  small  intestine  of  female  white 
Swiss  mice,  one  of  which  was  injected  with  the 
test  culture  while  the  other  was  injected  with  a 
control  solution.  Positive  proof  of  enteropatho- 
genicity  in  the  test  loop  was  a  fluid/length 
ratio  of  50  or  more.  Positive  degrees  of  fluid 
accumulation  to  E_.  col  I  were  seen  with  19  of  55 
strains  Isolated  from  diarrheic  infants,  all  of 
4  strains  from  diarrheic  adults,  and  5  of  7 
strains  associated  with  porcine  col i  bacillosis, 
but  with  only  1  of  28  strains  isolated  from  normal 
humans.   In  vitro  hemagglutination  of  chick  RBC 
was  seen  wTth  al 1  human  diarrhea  strains  and  16 
of  19  positive  strains  from  diarrheic  children; 
only  a  few  of  the  nonenteropathogenic  strains 
gave  a  positive  hemagglutination  test. 

7150      SECONDARY  CHLORIDE-LOSING  DIARRHOEA. 

OBSERVATIONS  ON  STOOL  ELECTROLYTES  IN 
INFANTS  AFTER  BOWEL  SURGERY.   (E.)   Aaronson,  I. 
(Hosp.  Sick  Child.,  London).  Arah.    Dis.    Child. 
46(248)  :479-'»82,  1971. 


Although  congenital  chloride-losing  diarrhea  is 
rare,  3  out  of  40  infants  with  postoperative 
diarrhea  had  a  stool  chloride  concentration  in 
excess  of  the  total  sodium  and  potassium  ion 
concentration.   Each  Infant  had  experienced 
intestinal  obstruction  and  had  developed  a  sugar 
intolerance.  The  findings  were  indicative  of  an 
abnormal  handling  of  chloride  ion  by  the  bowel. 
No  conclusions  could  be  drawn  from  serum  electrolyt« 
or  acid-base  studies  since  balance  studies  were 
not  done.  The  mechanism  of  chloride  loss  is  not 
clearly  understood,  but  potassium  depletion  plays 
a  role,  since  chloride  loss  is  reduced  when  the 
alkalosis  Is  corrected  by  replacing  potassium. 
Diminution  in  potassium  loss  as  the  stool  chloride 
content  rises  suggests  a  relationship  between 
the  two  ions.   Adequate  potassium  replacement 
should  be  insured  when  excessive  chloride  loss 
Is  encountered.   Since  sugar  Intolerance  was  also 
present,  the  function  of  a  mucosal  enzyme  system 
concerned  with  chloride  transport  may  become 
similarly  Impaired  after  intestinal  obstruction 
and  lead  to  secondary  chloride-losing  diarrhea. 


7151      A  CHALLENGING  PROBLEM  IN  ABDOMINAL 
PAIN.   (E.)   Al-Bahrani,  Z.  R.  (U. 
Baghdad  Med.  Coll.,  Iraq)  and  F.  Bakir.  Ann.   R. 
Coll.    Surg.    Engl.    49(2) : 1 03-1 13,  1971. 

The  incidence,  clinical  features  and  diagnostic 
criteria  of  primary  intestinal  lymphoma  in  Iraq 
are  reported.  Forty-five  cases  were  seen  in  a 
9-yr  period.   All  45  patients  had  abdominal  pain, 
varying  in  type,  site,  character  and  relationship 
to  meals,  and  most  patients  had  weight  loss  and 
anorexia.  Vomiting  was  present  in  31  patients 
and  duration  of  disease  ranged  from  less  than  6 
months  to  over  a  yr.   Clubbing  of  the  fingers, 
abdominal  masses  and  elevated  sedimentation  rate 
were  common  findings.   Signs  of  intestinal 
obstruction  were  present  in  l4  cases  and  signs 
of  peritonitis  In  3.  Difficulty  of  diagnosis 
can  arise  during  operation,  as  intestinal 
lymphoma  may  simulate  other  conditions  affecting  ■ 
the  bowel,  such  as  tuberculosis,  duodenal  ulcer   I 
and  Crohn's  disease.   The  response  to  cyclo- 
phosphamide or  deep  X-ray  therapy  was  of  short 
duration,  and  in  no  case  proved  of  real  value 
when  surgery  failed  to  eradicate  the  disease. 
Laparotomy  Is  the  most  certain  way  of  diagnosing 
the  condition  in  addition  to  being  of  potential 
therapeutic  value. 


7152      DEACTIVATION  OF  CHOLERA  TOXIN  BY 

GANGLIOSIDEo   (E.)   van  Heyningen, 
W.  E.,  C.  C.  J.  Carpenter,  N.  F.  Pierce  (Baltimore 
Hosp.,  Md.)  and  W.  B.  Greenough,  III.  J.    Infeat. 
Dis.    124(4):415-418,  1971. 

The  effect  on  the  Inhibition  of  the  toxin  of 
Vibrio  cholerae  was  measured  using  1 i pid-containinc 
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extracts  of  rabbit  small  intestine  scraping, 
liver,  kidney,  lung,  brain  and  cardiac  nuscle. 
The  capacity  to  deactivate  cholera  toxin  as 
tested  in  rabbit  skin  (expressed  as  ug  of  material 
neutralizing  20  blueing  doses  of  toxin)  were: 
homogenates  of  rabbit  liver,  kidney,  lung  and 
heart,  each  25,000  vg;    fresh  or  boiled  epithelial 
scraping  from  lapine  small  intestine  or  brain 
homogenates,  each  500  yg;  total  lipids  of 
intestinal  epithelial  scrapings,  100  yg;  total 
lipids  of  brain,  0.5  ug;  lower  phase  of  brain 
lipids,  greater  than  20  yg;  upper  phase  of  brain 
lipids,  less  than  0.1  yg.   When  purified 
ganglioside  was  titrated  against  cholera  toxin, 
25  ng  deactivated  20  blueing  doses  of  toxin. 
Ganglioside  also  deactivated  cholera  toxin  as 
assayed  in  the  1  igated  loop  of  lapine  small 
intestine.   When  ganglioside  was  mixed  with 
choleragen  and  tested  in  the  epididymal  fat-cell 
assay,  1.0  ng  of  ganglioside  shifted  the  titration 
curve  of  choleragen;  large  amounts  of  ganglioside 
increased  the  requirements  of  choleragen  to 
st  imul ate  1 i  pol ys  i  s. 


7153      ENTEROPATHOGENIC  Escherichia  col i  ON 

THE  INTESTINAL  MUCOPOLYSACCHARIDE  LAYER 
OF  PIGS.   (E.)   Arbuckle,  J.  B.  R.  (Roy.  Vet. 
Coll.,  Herfordshire,  England).  J.    Pathol.    104(2): 
93-90,  1971. 

The  mucinolytic  activity  of  enteropathogen ic 
E_.  col  i  from  pigs  with  diarrhea,  and  E.  col  i 
isolated  from  healthy  pigs  was  investigated". 
The  surface  of  smal 1  - intest i nal  villi  of  pigs 
was  covered  by  a  distinct  noncellular  layer  that 
stained  red  by  periodic  acid-Schiff  (PAS),  blue 
by  alcian  blue  and  colloidal  iron.   The  staining 
reactions  of  the  goblet  cell  secretions  were 
similar  to  those  of  the  surface  layer  on  villi. 
Methylation  of  secretions  prior  to  alcian  blue 
staining  either  prevented  or  greatly  reduced 
staining  of  the  layer  superficial  to  villous 
epithelial  cells,  and  was  restored  with  saponifi- 
cation but  the  goblet  cell  secretions  stained 
with  alcian  blue  remained  after  methylation. 
Periodic  acid  treatment  was  necessary  in  conjunction 
with  Schiff's  base  to  effect  any  stain  of 
intestinal  sections.   Pretreatment  with  saliva 
had  no  effect  on  PAS-positive  staining  of  the 
superficial  villous  layer  or  goblet  cell  secre- 
tions.  Intestinal  sections  from  pigs  affected 
with  E_.  col  i  diarrhea  and  in  which  E.  col  i  were 
adherent  to  small  intestinal  villi  were  alcian 
blue  stained  and  Gram  stained  and  in  neither 
case  could  bacterial  morphology  be  distinguished. 
Colloidal  iron  allowed  some  morphological 
identification.   The  location  of  and  possible 
site  of  proliferation  of  enteropathogen i c  E.  coli 
was  found  on  or  in  the  mucopolysaccharide  TayeT 
covering  the  small  intestinal  villi  of  a  pig 
with  post-weaning  E_.  col  i  diarrhea  and  was 
verified  with  experimentally  produced  E.  coli 
diarrhea 


The  relations  of  E.  col  i  to~"the~ 
mucopolysaccharide  layer  of  the  villi  could  not 
be  distinguished  in  PAS-stained  sections.   Although 


E_.  col  i  strains  in  pigs  were  found  to  produce 
mucinase,  no  difference  in  amount  of  mucinase 
produced  was  observed  between  enteropathogen i c 
or  normal  E.  col i . 


715't      NECROTIZING  ENTEROCOLITIS  OF  INFANCY. 

(E.)   Pochaczevsky ,  R.  (Jewish  Hosp. 
Med.  Ctr.,  Brooklyn,  N.  Y.)  and  E.  G.  Kassner. 
Am.    J.   Roentgenol.    Radium  Thev.    Buol.   Med. 
n3(2):283-296,  1971. 

Clinical  and  roentgenograph ic  findings  of 
necrotizing  enterocolitis  of  infancy  were 
reviewed  and  criteria  for  its  recognition 
established.   Of  196  infants,  06%  of  cases  began 
in  the  neonatal  period  (0-30  days)  and  pre- 
maturity appeared  to  be  the  major  predisposing 
factor.   Abdominal  distention,  bile  emesis  and 
jaundice  were  noted  in  most  while  rectal  bleeding 
and  diarrhea  were  observed  in  some  of  the  cases. 
A  frequent  complication  of  necrotizing  entero- 
colitis was  bowel  perforation.   Pneumoperitoneum 
was  the  most  common  roentgenographi c  finding  (60 
cases)  and  pneumatosis  intestinal  is  was  reported 
in  55  cases.   Gas  in  the  portal  hepatic  veins 
and  small  intestine  distension  were  also 
occasionally  seen.   The  presence  of  pneumatosis 
on  preliminary  plain  film  X-rays  is  an  absolute 
contraindication  to  contrast  enema  examination 
which  is  generally  not  needed  to  establish  the 
diagnosis.   The  pneumotosis  intestinal  is  commonly 
occurring  in  necrotizing  enterocolitis  must  be 
differentiated  from  that  occurring  in  carbohydrate 
intolerance  and  its  simulation  in  meconium  plug 
syndrome  and  in  agangl ionos i s  of  the  colon. 


7155      GENETICS  AND  GASTROENTEROLOGY.   (E.) 
McConnell,  R.  B.  (U.  Liverpool  Dept. 
Med.,  England).  Gut    1 2  (7) :592-598,  1971. 

The  role  of  genetic  factors  in  the  etiology  of 
various  gastrointestinal  disorders  is  reviewed. 
The  relationship  between  the  ABO  blood  groups  and 
alimentary  physiology  and  the  role  of  these  genes 
on  maximal  gastric  acid  output  in  healthy  people 
are  discussed.   Studies  of  hereditary  factors 
influencing  the  development  of  hypertrophic 
pyloric  stenosis,  Hirschsprung's  disease,  gastric 
and  duodenal  ulcer,  Crohn's  disease,  ulcerative 
colitis,  polyposis  and  celiac  disease  are  re- 
viewed.  The  genetic  role  in  the  d i sacchar idase 
deficiencies,  development  of  gallstones,  pan- 
creatitis, and  carcinoma  of  the  esophagus  is 
examined.   Genetic  factors  involved  in  the 
etiology  of  hepatic  cirrhosis  including  galacto- 
semia, Wilson's  disease,  hemochromatosis,  and 
cholestasis  are  surveyed  and  the  mode  of 
inheritance  of  hyperbilirubinemias  is  also 
descr i  bed. 


7156       RECOGNITION  AND  ANG I 0-SURG I CAL 

DETECTION  OF  ARTERIOVENOUS  MALFORMATIONS 
OF  THE  BOWEL.   (E.)   Alfidi,  R.  J.  (Cleveland 


853 


GENERAL 


Clin.  Found.,  Ohio),  C.  D.  Esselstyn,  R.  Tarar, 

H.  J.  Klein,  R.  E.  Hermann,  F.  L.  Weakley  and 

R.  B.  Turnbull,  Jr.  Ann.    Surg.    1 7'* C*) : 573-582, 
1971. 

A  method  for  localizing  and  removing  arteriovenous 
malformations  of  the  bowel  using  angiography  and 
laparotomy  is  described  in  12  patients  with 
histories  of  undiagnosed  recurrent  gastrointestinal 
bleeding  and  anemia.   Of  the  10  patients  who 
underwent  operation  following  preoperative 
angiographic  demonstration  of  arteriovenous 
malformations,  5  had  definite  histologically 
diagnosed  arteriovenous  malformations.   In  2 
patients  intraoperative  angiography  was  used  and 
the  lesion  able  to  be  localized  accurately.   In  2 
other  patients  the  lesions  were  shown  clearly  in 
pre-operable  angiography  but  no  lesion  could 
be  detected  in  the  surgical  specimen.   Bleeding 
did  not  recur  in  either  patient  following 
removal  of  the  suspected  segment.   One  patient 
with  normal  angiograms  and  continuous  bleeding 
showed  no  abnormalities  on  3  separate  laparotomies 
and  subsequently  died.   At  autopsy  many  micro- 
scopic vascular  hamartomata  were  found  in  both 
the  small  and  large  intestines.  The  angiographic- 
laparotomy  technique  may  be  the  only  effective 
means  of  diagnosing,  localizing  and  treating 
patients  with  long-standing  undiagnosed  arterio- 
venous malformations  of  the  bowel. 


7157      EXPERIENCE  WITH  HEPATIC  ARTERIAL 

INFUSIONS.   (E.)   Sanderson,  T.  A. 
(1005  Hermann  Prof.  Bldg,  Houston,  Tex.)  and  C.  M. 
McBride.  Tex.   Med.    67(3):52-56,  1971. 


7158      PREVENTION  OF  ADHESIONS  AFTER  SURGERY 

WITH  N-ACETYLAMINO-6-HEXANOIC  ACID. 
(Fr.)   Hureau,  J.  (Vaugirard  Hosp.,  Paris), 
J.  P.  Lassau,  E.  Martin  and  E.  Vairel.  Presse 
Med.    79(32) :1501-1502,  1971. 


7159  COMMENTS  ON  THE  EARLY  DEVELOPMENT  OF 
GASTROENTEROLOGY  IN  THE  UNITED  STATES 

OF  AMERICA.   (E.)   Bockus,  H.  L.  (U.  Pennsylvania, 
Dept.  Med.,  Philadelphia).  Perspect.    Biol.    Med. 
l/»(2):228-238,  1971. 

7160  FISTULAE  BETWEEN  THE  RESPIRATORY  /(ND 
ALIMENTARY  TRACTS  IN  EARLY  INFANCY; 

DIFFICULTIES  IN  DIAGNOSIS.   (Fr.)   Delaitre,  R., 
R,  Testard  and  C.  Mignen.  Quest  Med.    2^4(8): 
789-791,  1971. 


7161      HYPERAMMONEMIA  AND  REPEATED  GASTRO- 
INTESTINAL BLOOD  LOSS  IN  A  31-YEAR-OLD 
WOMAN.   (E.)   Ellis,  D.  S.  (Massachusetts  Gen. 
Hosp.,  Boston)  and  W.  G.  J.  Putschar.  N.    Engl. 
J.   Med.    284(20):1145-1152,  1971. 


7162      THE  ACUTE  ABDOMEN.   (Ger.)   Cadalbert, 

M.  (Univ.  Surg.  Clin.  A.  Zurich, 
Switzerland).  Monatskurse  Aerztl.   Fortbild 
21(3):12A-127,  1971. 


7163      COMPARISON  OF  PHAGOCYTIC  AND  PHOSPHATASE 

ACTIVITY  OF  LEUKOCYTES  IN  ACUTE 
DYSENTERY.   (Rus.)   Belogurova,  A.  F.  Sov.   Med. 
3'4(6):130-131,  1971. 


7164      ABDOMINAL  SARCOIDOSIS  WITH  ASCITES. 

(E.)   Papowitz,  A.  J.  (Montefiore 
Morrisania  Hosp.,  Bronx,  N.  Y.)  and  J.  K.  H.  Li 
Chest   59(6):692-695,  1971. 


7165  SOME  CURRENT  PROBLEMS  IN  EPIDEMIOLOGY 
OF  DYSENTERY,  SALMONELLOSIS  AND  VIRAL 

HEPATITIS.   (Ser.)   Birtasevic,  B.  Vojnosanit. 
Pregl.    28(3) :  l45-l't8,  1971. 

7166  ALIMENTARY  TRACT  INTOLERANCE  OF  ANTI- 
INFLAMMATORY PREPARATIONS  RECENTLY 

INTRODUCED  INTO  RHEUMATOLOGY.   (Fr.)   Cabanel ,  G., 
F.  Jacquot,  J.  M.  Verdier  and  X.  Phelip. 
Rhumatologie   23 (6) :207-2l8,  1971. 

7167  MESENTERIC  CYST  SIMULATING  ASCITES. 
(Ger.)   Mortensson,  W.  (Univ.  Clin., 

Lund,  Sweden).  Radiologe    1 1  (2)  :5'*-55,  1971. 

7168  USE  OF  GNOTOBIOTIC  PIGS  FOR  RESEARCH 

ON  ENTERITIS  ASSOCIATED  WITH  ESCHERICHI/l 
COLI.   (E.)   Kenworthy,  R.  (Unilever  Res.  Lab., 
Bedford,  England).  Proa.    R.    Soo.    Med.    ()h{k): 
h3(>-^3S,    1971. 

7169  FLAGYL  (METRONIDAZOLE)  IN  THE  TREATMENT 
OF  INTESTINAL  AMOEBIASIS.   (E.) 

Tjaij,  J.  K.  (Univ.  North  Sumatra,  Med.  Sch. 
Medan,  Indonesia),  N.  Raid  and  A.  H.  Sutanto. 
J.   Singapore  Paediatr.    Soa.    13(1)  :1 "7,  1971. 

7170  DEVELOPMENTAL  DEFECTS  OF  THE  ALIMENTARY 
TRACT  IN  PREMATURE  CHILDREN.   (Rus.) 

Mankina,  N.  S.  Khirurgiia    (Mask.)    't7  C^) :  65-69, 
1971. 


7171      RADIOLOGIC  CONTROL  OF  ACUTE  GASTRO- 
INTESTINAL BLEEDING.   (Ger.)   Rosch, 
J.  (U.  Oregon  Med.  Sch.,  Portland),  C.  T.  Dotter 
and  R.  W.  Rose.  Fortschr.    Geb.   Roentgenstr. 
Nuklearmed.    1 1'*(6)  :729-7'*0,  1971. 


7172      CHANGES  IN  THE  ANTITOXIC  FUNCTION  OF 
THE  LIVER  IN  PATIENTS  WITH  ACUTE 
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DYSENTERY  IN  DIFFERENT  MODES  OF  THERAPY.   (Rus.) 
Mironov,  G.  S.  KUn.   Med.    (Mask.)    't9('t) : 78-83, 
1971. 


7173      ACUTE  MESENTERIC  INFARCTION.   (E.) 

Scott,  J,  R.,  W.  T.  Miller  (U.  Pennsyl- 
vania Hosp.,  Philadelphia),  M.  Urso  and  R.  C. 
Stadalnik.  Am.    J.    Roentgenol.    Radium  Ther.    NuqI. 
Med.    113(2) :269-279,  1971. 


717't      LAPAROSCOPY  IN  ACUTE  ABDOMINAL  CONDITIONS. 

(Cz.)   Havlik,  J.  (Charles  U.  ^tth  Surg. 
Clin.,  Prague),  0.  Tesar  and  B.  Niederle.  Cesk. 
Gastroenterol.    Vyz,    25(2) : 6^1-65,  1971, 


7175 

(E.) 
and  A 
1971. 


7176 


SPONTANEOUS  GASTROINTESTINAL  PERFORATION 
IN  INFANTS  WITHOUT  PNEUMOPERITONEUM. 
Livaditis,  A.  (Karolinska  Hosp.,  Stockholm) 
,  Nordstrand.   Z,  Kinderohir.    1  0(  1 )  : 'tO-'t'* , 


MESENTERIC  CYSTS  IN  CHILDREN.   (Ger.) 
Sauer,  H.  (Univ.  Surg.  Klin.,  Innsbruck, 

Austria)  and  G.  Menardi.   2.  Kinderohir.    9(3-'*): 

330-336,  1971. 


7177      THE  MANAGEMENT  OF  GASTROSCH I S I S  BY  ONE- 
STAGE  CLOSURE.   (Ger.)   Popp,  W.  (Reg, 
Hosp.,  Karl  Marx  Stadt,  Germany).  Zentralbl. 
Chir.    96(14)  :465-'t67,  1971. 


7178      MYELOCYTIC  LEUKEMIA  INVOLVING  THE 

DIGESTIVE  TRACT.   (Fr.)   Grivaux,  M. 
(Broussais  Hosp.,  Paris),  P.  Delavierre,  J.  Soulie 
and  H.  Durand.  Sem.    Hop.    Paris   47 (1 8) : 1 201  -  1 204 
1971. 


7179      GASTROSCOPY  IN  ACUTE  GASTROINTESTINAL 
HEMORRHAGES.   (Rus.)   Uteshev,  N.  S., 
V.  V.  Semenov  and  V.  G.  Teriaev.  Khirurgiia 
(Mask.)    47(3): 34-37,  1971. 


7I8O      INCIDENCE  OF  DIARRHEA  IN  THE  TREATMENT 
OF  GENITOURINARY  TRACT  INFECTIONS  WITH 
AMPICILLIN.   (E.)   Horrax,  T.  M.  (Gen.  Hosp., 
New  Britain,  Conn.).  Conn.   Med.    35 (5) :301 -304. 
1971. 


7181      GASTROINTESTINAL  PERFORATION  IN  BLUNT 
ABDOMINAL  TRAUMA.   (Ger.)   Ruckert,  U. 
(Univ.  Surg.  Clin.,  Heidelberg,  Germany)  and  K. 
Junghanns.  Bruns  Beitr.    Klin.    Chir.    218(5)- 
464-468,  1971. 


7182      AN  INTERESTING  CASE  OF  ZOLLINGER 

ELLISON  SYNDROME.   (E.)   Cha i toughchawong, 
S.  Ariz.    Med.    28 (4) :292-293 ,  I971. 
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7183      THE  TREATMENT  OF  CONSTIPATION.   (Fr.) 

Bonn  lot,  R.  and  B.  Hazard.  Arch.    Med. 
Quest   3(5) :299-306,  I971. 


7184      DIARRHEA:   CONCEPT,  SEMIOLOGY, 

ETIOPATHOGENESIS  AND  TREATMENT.   IV. 
PHYSIOPATHOLOGY  OF  MALABSORPTION  OF  WATER  AND 
ELECTROLYTES.   (Por.)   Fernandes  Pontes,  J. 
(Inst.  Gastroenterol.,  Sao  Paulo,  Brazil)  and 
J.  V.  Martins  Campos.  Arq.    Gastroenterol.     (Sao 
Paulo)   8(l):35-42,  1971. 


7185      OBSERVATIONS  ON  THE  METABOLISM  OF  WATER, 

SODIUM  AND  POTASSIUM  IN  PATIENTS  WITH 
PERSISTENT  VOMITING.   (Por.)   Compana,  A.  0. 
(U.  Sao  Paulo  Sch.  Med.,  Brazil),  E.  Gazoni  and 
H.  Vannucchi.  Arq.    Gastroenterol.    (Sao  Paulo) 
8(0:3-18,  1971. 


7186      PSEUDOMEMBRANOUS  ENTEROCOLITIS.   (Ser.) 

Knezevic,  S.  (Med.  Sch.,  Zagreb, 
Yugoslavia),  I.  Bakran  and  B.  Krstulovic.  Acta 
Med.    lugosl.    25(l):77-90,  1971. 


7187 


1971 


HAEMORRHAGIC  ULCERATION  OF  GUT.   (E.) 
Anonymous.  Br.    Med.    J.    3 (5767) : 1 32- I  33, 


7188      INTESTINAL  ADENYL  CYCLASE  ACTIVITY  IN 

HUMAN  CHOLERA.   (E.)   Chen,  L.  C. 
(Pakistan  SEATO  Cholera  Res.  Lab.,  Dacca),  J,  E. 
Rohde  and  G.  W.  G.  Sharp.  Lancet    1 (7706) :939-94l , 
1971. 


7189      THE  DIAGNOSIS  AND  DIFFERENTIAL 

DIAGNOSIS  OF  ACUTE  INTESTINAL  INFECTIOUS 
DISEASES  (FOOD  POISONING,  CHOLERA,  DYSENTERY). 
(Rus.)   Bunin,  K.  V.  Klin.    Med.     (Mask.)    49(4): 
6-13,  1971. 


7190      MORPHOLOGICAL  CHANGES  IN  THE  ORGANS  OF 

THE  GASTROINTESTINAL  TRACT  AFTER 
SELECTIVE  VAGOTOMY.   (Rus.)   Karpov,  P.  F. , 
N.  N.  Kuznetsov  and  I.  I.  Geitman.  Klin.    Khir. 
5t(4):38-4l,  1971. 


7191      NITROGEN  METABOLISM  CHANGES  IN 

CHILDREN  WITH  ACUTE  INTESTINAL  OBSTRUC- 
TION   (Rus.)   Bova,  L.  S.  Khirurgiia    (Mosk.) 
47(4):70-74,  1971. 


7192      CONCENTRATION  OF  MAGNESIUM  IN  PLASMA 

AND  FECES  OF  PATIENTS  WITH  CHOLERA. 
(E.)   Kobayashi,  A.  (U.  Tokyo  Dept.  Pediatr.), 
K.  Yabuta  and  Y.  Ohbe.  J.    Infect.    Dis.    123(6)- 
655-659,  1971. 
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7193 


CHOLERA  IMMUNOLOGY.   I.   IMMUNOGLOBULIN 
LEVELS  IN  SERUM,  FLUID  FROM  THE  SMALL 
INTESTINE,  AND  FECES  FROM  PATIENTS  WITH  CHOLERA 
AND  NONCHOLERAIC  DIARRHEA  DURING  ILLNESS  AND 
CONVALESCENCE.   (E.)   Waldman,  R.  H.  (U.  Florida, 
J.  Hillls  Miller  Health  Ctr.,  Gainesville),  Z. 
Bencic  and  R.  Sakazaki.  J.    Infect.    Dis.    123(6): 
579-586,  1971. 


7194      EMOTIONAL  RESPONSE  TO  ILEOSTOMY  AND 

COLOSTOMY  IN  PATIENTS  OVER  THE  AGE  OF 
50.   (E.)   Dlin,  B.  M.  (Temple  U.  Health  Sci. 
Ctr.,  Philadelphia,  Pa.)  and  A.  Perlman. 
Geriatrics   26(6) : 1 1 3- 1 1 8,  1971. 


7195      COMPARISON  OF  SELECTIVE  MANAGEMENT  AND 
RADIOGRAPHIC  SCREENING  IN  PENETRATING 


WOUNDS  OF  THE  ABDOMEN.   (E.)   Weil,  P.  H.  (Albert 
Einstein  Coll.  Med.,  Bronx,  N.  Y,)  and  F.  M. 
Steichen.  Bull.    Soc.    Int.    Chir.    30(0:12-19, 
1971. 


7196      CLOSED  ABDOMINAL  INJURY.   OBSERVATIONS 

OF  CHANGES  IN  MATERIAL  AND  ACTIVATION 
OF  TREATMENT.   (E.)   Aho,  A.  J.  (U.  Turku  Dept. 
Surg.,  Finland)  and  R.  0.  Rastima.  'Acta  Chir. 
Scand.    1 37(5) :^29-A35,  1971. 


7197      THE'  EFFECT  OF  MALNUTRITION  ON  SKIN 

PROTEINS.   EXEERIMENTAL  INVESTIGATIONS 
IN  RATS.   (Ger.)   Rodermund,  0.  E.  (Univ.  Dernatol 
Clin   Bonn,  Germany)  and  A.  Leinbrock.  Arch. 
Dermatol.    Forsah.    2'<0(2) :  1  38-l'*7,  1971. 


See  also  numbers:  63^48,  6567,  686O,  70'«0,  7089,  7093 
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7198      IN  VITRO  CULTURE  OF  Toxoplasma  INFECTED 

CAT  INTESTINE.   (E.)   Zaman,  V.  (U. 
Singapore  Fac.  Med.)  and  N.  B.  Bhonsale. 
Experientia   27  (8)  :97'*-976,  1971. 

A  method  for  obtaining  merozoites  of  Toxoplasma 
gondii  in  bacteria-free  condition  was  described. 
Toxoplasma-infected  cat  ileum  was  removed,  flushed 
with  antibiotic  solution,  cut  into  inch  long 
segments,  and  everted.  These  everted  intestinal 
segments  were  then  cultured  on  sterile  glass 
rods  in  a  bottle  with  an  antibiotic  culture 
medium.   Bottles  were  rotated  such  that  alternate 
exposure  of  the  segment  to  solution  and  air  was 
allowed.   Light  microscopy  showed  the  presence  of 
merozoites  in  large  numbers  up  to  3  days  of 
culture.   The  merozoites  were  motile,  crescentic 
bodies  7-10  by  2.3-3.5  microns  with  a  pointed 
anterior  end  and  a  rounded  posterior  end.   Oocysts 
and  macrogametocytes  were  also  observed.  The 
number  of  merozoites  fell  sharply  after  3  days 
but  a  few  parasites  continued  to  appear  up  to  7 
days. 


7199      THE  PSEUDOTUMOR  COLIC  TYPES  OF 

AMEBIASIS.   (A  CASE  OF  CECAL  "AMEBOMA" 
WITH  "METASTASES"  IN  THE  LIVER).   (Fr.)   Vergnas, 


J   R  Denepoux  and  G.  Poujeard  Dulimbert. 
Bordeaux  Med.    M2)  :'»05-'tl  0,  1971. 


7200 


TREATMENT  OF  ENTEROBIASIS  WITH  PIPERAZINE 
AND  A  SURFACTANT.   (Sp.)   Borda,  C.  E. 
(San  Juan  Bantista  Hosp.,  Santo  Tome,  Argentina) 
and  H.  0.  Yaya.  Prensa  Med.   Argent.    58(13): 
686-693,  1971. 
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THE  CAUSES  OF  RELAPSES  IN  HYMENOLEP I  AS  I S. 
(Rus.)   Baiandina,  D.  G.  Med.    Parazitol. 


(Mosk.)   40(2):I37-l'tl,  1971 
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Schistosoma  mansoni  INFESTATION  OF  THE 
LOVJER  BOWEL  IN  NIGERIANS.   (E.) 
T.  I.  (Univ.  Coll.  Hosp.,  Ibadan, 
and  So  G.  Wright.  Trop.    Geogr. 


Med. 


23(l):8i»-88,  1971 


7203 


HELMINTHIC  INFESTATION  IN  CHILDREN  WITH 
APPENDICITIS.   (Rus.)   Moskvin,  V.  I. 
Khirurgiia    (Mosk.)    't7('4) : 8*4-86,  1971. 
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RARTELHEIMEH,  W 

06678 
BARTOS,  V 

061i28 
BAUDET,    A 

07079 
BAUOH,  CM 

0631i9«    06819* 
BAULIEUX.    J 

06808   06922 
BAUM,  3 

06630 
BAYLESS,  TM 

06506* 
BAZINET,  P 

06828 
BFAL.  JM 

07136 
BEALL,  AC  JR. 

06865 
BEARE  ROGERS,  JL 

061i72 
BECHTELSHEIMER,    H 

07061 
BECKERT,  H 

07020 
BEILIN,  PE 

06886 
BEKKER.  AA 

07075 
BELL,  H 
07053* 
BELLMANN.  H 

06885 
BELLOMO,  R 

06669 
BELOGUROVA,  AF 

07163 
BEL0N030V,  VP 

06805 
BELOUS,  GD 

06665 
BENCIO,  Z 

07193 
BENEKE.  G 

061i71 
BENEVENTANO,    T 

07105* 
BENOMARK,  3 

06971* 
BENHAMOU.  JP 

06520 
BEHN.  A 
067ll5* 
BENNETT,  PH 

07111»* 
BEREZIN,  IM 

067211 
BFREZOV,    IE 

06727 
BERQLUND.  0 

07021 
BERK.  JE 

06952* 
BERK,  RN 

06527* 
BERMAN.  L 
06921 


BERNACKI.  E 

07119 
BERNAILLE,  0 

06601 
BERNARDELLO,  ETL 

06851* 
BERNIER,  JJ 

06606* 
BER5UI3T,  KR 

07077 
BERRA,  HH 

06511* 
BERZIN.  SA 

06602 
BEZBOHODKO.  BN 

06900 
BHONSALE.  NB 

07198* 
BIANCHI,  L 

063211 
BIEMPIOA,  L 

07032 
BIERWAQ.  K 

068811 
BXLODEAU.  RO 

O66II1* 
BIND3LEV,  N 

06365 
BIRIULINA,  TI 

07023 
BIRNBAUM,  D 

06696* 
BIRTA3EVI0.  B 

07165 
BITTSOHEIDT,  H 

069ll2 
BLACK,    RB 

06695* 
BLACKWOOD,  WD 

06612* 
BLAHA,  J 

06659 
BLAKER,  F 

06919* 
BLOCK,  P 

06910 
BLOCK,  R 

06li22 
BLOMER,  A 

0691(2 
PLOMFIELD,  J 

07039* 
BIONSKY.  J 

06911 
BLOOM,  S 

06301* 
BLUE,  SK 

0693U 
BLUM,  AL 

0631i2*  06398* 
BLUMBERG.  A 

06358 
BLUMQART.  LH 

06Ij53*  O68O9 
BOCANEALA,  0 

06636 
BOCCHIOTTI,  OD 

066U0 
BOCK,  JE 

06896 
BOCKUS,  HL 

07159 
BODDAERT,  J 

06771 
BODE,  C 

07095 
BODE,  DF 

06527* 
BOEOKER,  W 

07133 
BOETTCHER,  I 

06779 
BOFFANO,  M 

O661i0 
B0003,    J 

07055* 
BOLOOKI,  H 

06570* 
BONARDl,  0 

06619* 
BONK,  QM 

06627 
BONNET,  JL 
06707 


BONNEVILE,  B 

07011 
BONMIOT,  R 

07183 
BOPP,  J 

O66OI1 
BORDA,  CE 

07200 
BORDOS.  D 

06O7 
BORELLA,  LE 

06U01» 
BORQSTROM,  B 

06U23» 
BORJES30N,  B 

06971* 
BOSSY,  D 

06976 
BOTHWELL,  TH 

06329 
BOTTCHER,  G 

07123 
BOUCHER,  DW 

07055* 
BOUHEY,  J 

06579 
BOUHOUR,  JB 

07102 
BOULLIER,  Q 

07099 
BOURDAIS,  JP 

0687U 
BOURJAT,  P 

O6605 
B003QUET,  0 

06650 
BOVA,  IS 

07191 
BOYER,  JL 

061i65« 
BOYER,    TD 

07016 
BOYLE,  JD 

06685* 
BRAOONNOT,  P 

06660 
BRADLEY,  B 

06522 
BRANDBORQ.  LL 

O668I1* 
BRASSINNE.  A 

061ill.» 
BRAULT.  JA 

06763 
BRENNER,  AD 

07007 
BRICKER,  DL 

06865 
BRIEN,  R 

06326 
BRIGHT,  LS 

06506* 
BRILL,  AB 

0671;3* 
BROCKERHOFF,  H 

06U2S* 
BRONSHTEIN.  EL 

06955 
BROWN,  AC 

O63O7* 
BROWN,  CH 

06917* 
BROZMAN,  M 

06328   06335 
BRUCKNER,  Q 

06885 
BRUNON.  J 

06U29 
BRZOSKO,  W 

O7O6I1 
BBZOVIC,  S 

06312* 
BUANQA,  NF 

06327 
BUOHELER,  E 

O69I12 
BUDAVARI,    I 

07097 
BUDILIN,  IS 

06575 
BUDZINSKII.  LA 

06627 

BUFFA,  D 

06829 


BUHOOIU,  I 

07006 
BUHOOIU,  10 

0651l3 
BUNQERT,    HJ 

06998 
BUNIN,  KV 

07189 
BUNTE,  H 

06937 
BURCH,  TA 

071111* 
BURDINE,    JA 

06533* 
BURKITT,  DP 

0683U* 
BURKO,  H 

0671l3* 
BURN.    JJ 

06777 
BURTON.  I 

06798* 
BUTCULE3C0,  I 

061i78 
BUTLER.    WH 

O7OI13*   070U8 
BUTTERWORTH,    CE    JR. 

063U9*  06819* 

CABANEL,  0 

07166 
CABASSON,  J 

06929* 
OABELLERO  CORVACHO,  J 

06735 
CACCIATORE.  L 

06UU3* 
CADALBERT.  M 

07162 
CADY.  J 

06718 
CAIN.  P 

06903 
CALDERON,  M 

06533* 
CALEM,  WS 

06732 
OALENOFF,  L 

06525* 
CALOQHERA,  C 

06637 
CALPAK3IDIS.  « 

06996 
CAMARQO,  A 

06389 
CAMERON,  JL 

07113* 
CAMPISI,  R 

06U51* 

CANEPA.  M 

06629 
CANTRELL,  EG 

06616*  06676 
CAPOTORTI,  MA 

069U7 
CAPRILLI.  R 

06393 
CAPUZZI,  DM 

061i3U* 
CAREY,    MC 

06USll* 
CARLSON,    DH 

0651k2 
CAROLI.    J 

06560   07000   07002 
CARPANINI,  F 

069211 
CARPENTER,  CCJ 

07152* 
CARRATU,  R 

06396 
CAHRIEP.  JW 

O679I1 
OARSKY.  S 

06768 
CASEY,  AE 

0711l8* 
CASSINELLI.  J 

O663I1 
CASTELFRANCHI,  PL 

06928* 
CASTELLANl.  AA 

06618* 


CASTELLANl,  P 

0700U 
CASTRUP,  HJ 

0661(2 
CATRAVAS.  QN 

06U85 
CATTANEO  QODIO.  R 

07118 
CAUCHIE,  C 

07018 
CAZAL,  P 

07071 
CERDA,  JJ 

070211 
CERLEK.  S 

06312* 
CETTA,  G 

06618* 
CHABERT,  C 

06597 
CHABIN.  G 

06597 
CHAIMOFF,  C 

068U9   06850 
CHAIMOFF.  D 

067U1* 
OHAITIN,  H 

068U3 
CHAITOUQHCHAWONO,  S 

07182 
CHALSTREY,  LJ 

06969* 
CHAN,  0 
O6U6I1* 
OHARAOHON,  R 

06596 
CHARBONNIER,  A 

06531* 
CHARIOT.  J 

0638U 
CHARLTON.  RW 

06329 
CHEMBAUT.  AM 

06h62* 
CHEN.  LC 

07188 
CHERNOMORETS.  NN 

07130 
CHERNOVOL,  AI 

06900 
OHEY.  WY 

07OUO* 
CHO,  S 
06U76 
CHRISTIANSEN,  PA 

06362 
CIOFFI,  CM 

06529* 
CIONTESCO.  L 

061*78 
CLARK,  ANG 

06603 
CLASSEN,  M 

06733 
CLAY,  KL 

06758 
COCHETON,  JJ 

07127 
CODE,  CF 

061l09* 
COELLO-RAMIREZ,    P 

06812* 

COHEN.  A 

06795 

07059    COHEN.  3 

06580 

COLAPINTO,  RF 

06983 
COLIN.  P 

06786   06767   06799*  06800* 
COLLINS.  WJ 

07066 
COLOMBO,  C 

06867 
COMPANA,  AO 

07185 
CONDON,  JP 

06818* 
CONKLIN.  JD 

061ili6* 
CONN.    HO 

06U91   06988 
CONNELLY,  R 
06666 


CONNOLLY,  JE 

06736* 
CONTAMIN,  C 

06596 
CONTRESAS-QUITIERREZ,  ML 

06812* 
COODIN,  FJ 

06975* 
COOKE,  WT 

0671l5* 
COPPI,  G 

06619* 
COPS,  A 

06978 
CORREARD,  RP 

0676U 
CORSINI.  G 

07086 
COSTANTINO.  D 

07062 
COTUL,  S 

07081t* 
COULLINQ.  I 

O63OI* 
COUBOUCE  PAUTY,  AM 

07066 
COUSIN.  P 

07099 
COX.  AG 
06375* 
CRASKE,  J 

07055* 
CRAWFORD,  A 

06673 
CREAN,  QP 

06302* 
CROS  CAMPILLO,  T 

06562 
CROTTE,  C 

07109* 
CUATRECASA3,  P 

06966 
CULVER.  GJ 

06921 
CURTI,  Q 

069811 
CURTO,  OC 

O685I1 
CURUCHET,  E 

06912 
CUSCHIERI,  A 

06617* 
CUTPONEO,  KR 

O6I18I1 
CZARNETZKI.  HD 
06885 

D'ANQELO.  A 

07092* 
D'ONOFBIO.  M 

07118 
DAQPADI.  AE 

06679   06700* 
DANILENKO,  M 

065911 
DANOVICH.  FM 

06726 
DANBEE.  BH 

O6U20 
DARDENNE.  A 

06771 
DARDIK.  H 
'  07105* 
DAUM.  B 

06683 
DAVID,  H 

06638 
DAVIDSOHN,  I 

06927* 
DAVIDSON,  OS 

070U5 
DAVIES,  PJ 

065111* 
DAVIES,    WT 

06610* 
DAVIS,  WC 

06836* 
DE  ARAUJO  TEIXEIRA.  AM 

06750 
DE  BERBANGER,  P 

06573 
DE  BOER.  WORM 
06509* 


DE  CASTIQLIONE.  R 

06397 
DE  DOMBAL,  FT 

06798» 
DE  OREOORI.  M 

06791 
DE  LUCA,  FO 

06897 
DE  MONTOOLriER,  R 

061t02* 
DE   MOUllN,    D 

071U2 
DE  NECHAUD.  B 

O6I169 
DE   PAULA   CASTRO,    1 

0670U 
DE  SAINT  LAURENT.  JE 

06S60 
DE  VOS,  J 

071U2 
DEBIEC.  T 

06336 
DEBORJA,  C 

06732 
DEBRAY,  0 

O638U 
DEHLINQER,  PJ 

06321 
DEHN,  TO 

06S67« 
DEIHER,  E 

07022 
DEININQER,  HK 

06932 
DEL  PRETE,  S 

07062 
DEL  ROSARIO  3PETALE,  H 

06S11* 
DELAITRE,  R 

07160 
DELAVIERRE.  P 
068711   07178 
DELVIONE,  J 

06978 
DENARDO,  QL 

06522 
DENEPOUX.  R 

C7199 
DENIS,  P 

06786 
DENISON,  EK 

06965* 
DENOLIN-REUBENS.  R 

O7OI8 
DENT.  DM 

06973* 
DERBACHER,  D 

06827 
DEVAMBEZ,  J 

06936 
DEVLIN.  HB 

06752 
DEYHLE.  P 

06733 
DHAR.  AK 

061i7O      06h75 
DIQAI,    IV 

O6388 
DIKHTENKO,  QI 

0713U 
DILAJ,  J 

07138 
DILLENSCHNEIDER,  E 

06598 
DIMAONO,  EP 

06925* 
DIMMETTE,  PK 

06532* 
DINOSO,  VP  JR. 

0701tO* 
DINTSMAN,    M 

0671tl*    0681i9 
DIONIOI,    R 

O6959* 
DITCHBURN,  RK 

0651;1* 
DIXON,  JA 

0691l8» 
DIXON,    MF 

07038* 
DIXON,  SR 

07039* 

DJANO,  E 

07116 


06850   06851 


DLIN,  BH 

O7I9I1 
DOANE,  WA 

067U0* 
DODDS,  WJ 

06567*  06879 
DOOLIA,  M 

07062 
DOLIDZE,  NO 

06723 
DOLL,  R 

06616*  06692* 
DONATH.  K 

06303* 
DOODS,  WJ 

067)llj» 
DORMANDY,  J 

069U3 
DORN.  BC 

06US2# 
D0R3T,  JP 

06785 
DOSS,  M 
06966* 
DOTTER,  OT 

07171 
DOUBRAVSKY.  J 

06577 
DOWNEY,  E 

O7II18* 
DOY,  RW 

06759 
DRACH,  OS 

06783 
DRAOSTEDT.  LR 

06378* 
DRAZNIN,  N 

069U2 
DUBARRY,  JJ 

06907 
DUBIN,  A 

06526* 
DUCLOS.  H 

07127 
DUDLEY,  FJ 

06956* 
DUFFaU.  TO 

06356 
DUNBAR,  JS 

0690U 
DUNCAN,  H 

0671i2* 
DURAND.    H 

07178 
DUSZYNSKI,  DO 
06523* 

EATON,  SB  JR. 

06972* 
EBERHARDT,  Q 

070911* 
EBERTS,  JP 

06802 
EOHEVERRIA  ALVAREZ.  E 

06871 
ECKEH,  JA 

06758 
ECKERLINO,  B 

06851 
ECKMANN,  L 

06703 
EDEL3TEIN,  D 

07032 
EDER.  HA 

061;59* 
EDER.  M 

0661j2 
EDGINQTON,  TS 

O7OSI1* 
EQDAHL.  RH 

061i52» 
EQELRUD,  T 

0631;!* 
EIDINOV,  VS 

06796 
EISALO.  A 

07050* 
EKELUND,  P 

O63I3* 
ELOJO,  K 

O7II1I 
ELIFANI,    0 

O7O6O 


ELLIS,    DS 
07161 

EMAS,    S 
O6I1O6* 

EMOTO,    M 

06662 
ENDOH,    M 

06377* 
ENQLERT,  E  JR. 

0691l8* 
ENKE,  H 

07096 
ENWONWU,  CO 

07031 
ERDODY.  P 

06326 
ERLINQER.  S 

061*96   06520 
ERTEL,  IJ 

06U93 
ESCHWEY,  H 

06883 
ESCUDE  CASALS,  M 

07117 
ESSELSTYN,  CD 

07156* 
ETO,  K 

07015 
ETTINOER.  A 

06620* 
EVANS,  JA 

07111* 
EVERED,  DF 

063l4ll*    06li86 
EVERKE,    H 

06977 
EZERIETIS,  ET 

06602 

FAQIOLO,  U 

07092* 
FAIRBAIRN,  AS 

06692* 
FAITELBERG  BLANK,  VR 

06360 
FAITHFULL.  QR 

07120 
FAIVRE,  J 

06907 
FARMER.  RQ 

06917* 
FARRIAUX,  JP 

06380 
FASSATI,  M 

07063 
FASSATI,  P 

07083 
FAUDEMAY.  F 

06361; 
FEDECZKO,  D 

06778 
FERNANDES  PONTES,  J 

07181 
FERNANDES  RAMOS,  S 

0661i7 
FEROLDI,  J 

061(29 
FERRANTE,  L 

06968* 
FERREIRA.  SH 

06389 
FERRERO,  S 

06767 
FERRUCCI.  JT  JR. 

O6639 
FEUSTEL,  P 

06303* 
FICHTELIUS.  KE 

061(97 
FIDLER,  JP 

06959* 
FILIMON,  C 

06662 
FILIMONOV,  OP 

06930 
FILIPEK-WENDER.  H 

061(23* 
FINKELSTEIN.  RA 

0711l9* 
FISCHELOVITCH,  J 

0681(8 
FISCHER,  HW 
06S3U* 


FISCHER,  L 

06660   06808   06922 
FISCHER,  PWF 

06U92 
FLOYD,  RD 

06866 
FODOR,  0 

061(32*  07081i» 
FOLEY,  K 

06350* 
FONTAINE,  JL 

06557 
FONTAINE,  R 

06557 
FORTH,  W 

06338 
FORTNER,  JQ 

06309* 
FOSTER,  RP 

06553 
FOUTS,  JR 

061(1(7* 

FOX,  RA 

06956* 

FOX,  S 

06382 

FRAME,  B 

0671(2* 
FRANCHINI,  A 

06869 
FRANCIS,  TI 

07202 
FRANK,  KH 

07069 
FRANK,  0 

06961* 
FRANKFURT,  LA 

06713 
FREIER,  E 

06815* 
FRENAIS,  D 

06381i 
FRETHEIM,  B 

07IUI 
FRIDMAN  MANDUZIO,  A 

06939 
FRIEDMAN-BIRNBAUM,  R 

06923 
FRIEDMAN,  HM 

06916* 
FRIEDMAN,  IH 

06731 
FROMENT,  J 

07085 
FROMM,  SH 

06588 
FROSCh,  B 

07017 
FRUIN,  RO 

0669k* 
FRY,  L 
O683O 
FUJITA,  M 

06339 
FUJITA,  T 

061(91t      06611* 
FUKS,    BI 

06715 
FULLER,  GC 

0616k 
FULLMER,  SD 

07111(* 

FUNG,  WP 

06920* 

GABASIO,  S 

07118 
QAETANI,  M 

06619* 
OAILLARD,  A 

07102 
OAILLARD,  P 

06763 
GAJKOWSKA,  B 

061(79 
GALLAGH)5P,  ND 

06350* 
GALLOWAY,  JMD 

0691(9* 
OAMBILL,  EE 

06936 
GANDHI,  VC 

06526* 


m 


QANGOLII,  SC 

O692I1 
QARCIA-RIVERA,  C 

06S70» 
QAREIOL,  D 

07121 
OARFINKEL.  C 

06U88   06)169 
QARG,  BD 

0701t2» 
QARNEL,    M 

07090» 
QASTARC,  J 

07099 
QATEAU,  P 

07101 
QATTENIGHNER,  W 

06999 
QAUM.  AR 

06891 
QAUM,  C 

06891 
QAZONI.  E 

0718S 
QEAR.  MWI 

06699* 
QEDIOK,  P 

07061 
QEFFROY,  U 

06786 
QEFFROX,  y 

06787   06799*  06800* 
QEHER.  F 

06857 
QEITMAN,  II 

07190 
OELLIS,  0 

06929* 
OEOFFROY,  H 

0680U 
QEORQE.  L 

O69I1U 
GERAMI,  S 

069911 
QERASUN,  BA 

0707S 
QERBEAUX.  J 

069U5 
QERIWQ,  WH  JR. 

O67I1O* 
GERLACH,  U 

O709I1* 
QEROLAMI.  A 

07109* 
OETTA,  AI 

06715 
GHAZI,  HA 

065211* 
GIBBS,  K 

06957* 
QIESKE,  JO 

068U1* 
GILBERT,  FE 

071U8» 
GILES,  JP 

07052* 
GILES,  KW 

068611 
GILLESPIE,  IE 

06710 
OILLETT,  DJ 

06872   0696U* 
OINGOLD,  AZ 

06796 
QIRARD,  A 

061iS9* 
QISSELBREOHT.  H 

07131 
OITNICK,  OL 

07057 
GITZELMANN.  R 

06995 
GLATZL.  J 

06882 
OLAVTCHEVA.  L 

06387 
GLIEDMAN.  MI 

07105* 
OLOBER,  0 

06692* 
OLOBER,  GA 

06616* 
OLOTZGR,  P 
06875 


00,  so 

07051* 
GO,  VL 

06925* 
OOBEL,  D 

06706 
GODAKC.  JE 

06711  ll* 
GOEBELL,  H 

07095 
QOETZE.  E 

06327 
QOLBERQ,  L 

06liU2* 
GOLD.    MS 

06686 
GOLDBERG,  L3 

06738* 
OOLIQHER,  JC 

06798» 
QOLLWITZER.  M 

06937 
GOODMAN,  I 

06372*  06373* 
GOOSH,  B 

07005 
GORDON.  HE 

06962* 
QOTTSCHALK.  A 

06528» 
QOUIN,  B 

07031* 
QRAMIAK,  R 

06376* 
QRASSI.  G 

06633 
QRASSO.  P 

061ilt2*    0692U 
GRAY.    SW 

06793 
QREENGARD,  0 

061i98 
OREENOUQH,    WB    III 

07152* 
GREENWELL,  JR 

061t27* 
GRESSER,    A 

06977 
GRIFFIN.  EE 

06U99 
GRIFFIN,  WO  JR. 

06866 
GRIFFITHS,  N 

06355 
GRIOORIAN,  GO 

06576 
ORIGORJEV,  VI 

07037 
GRILL,  W 

069U1 
GRISLAIN,  JR 

06573 
GRIVAUX,  0 

07068 
GRIVAUX,  M 

07176 
QROH,  J 

061t2« 
GROSFELD,    JL 

06790 
GROSS.  RC 

0701iU 
GROSS,    S 

06613* 
GROSSMAN,  HI 

061i08#    06510* 
GROSSWENDT,    J 

06999 
QRUNBERO,  J 

0691l5 
GRUNENWALD.    JL 

06910 
QUBERN  PI,  L 

07117 
QUBERN  SALISAOHS,  L 

07117 
GUDE.  ZZ 

0666U 
QUFFENS,  J« 

06979 
QUMUCIO,  JJ 

06b63* 

GUPTA,  RK 

06951* 


GURVICH,  RN 

06951* 
GUTH,  PH 

06773 
GUTIERREZ,  LV 

06375* 
GUY,  SK 

06918* 
QZQZIAN,  DM 

0636  3 

HAFSTROM.  L 

06971* 
HAFTER.  E 

06677 
HAQLEITNER,  E 

0711*6 
HAIM.  3 

06923 
HAINING,  JL 

06U67 
HAKOSALO.  J 

06960* 
HALL.  QH 

06926* 
HALL,  RR 

06963* 
HALSTED,  CH 

06506* 
HAMELIN,  L 

06561* 
HAMMOND,  WQ 

06970* 
HANDA,  N 

06611* 
HANOUNE,  J 

061*62* 
HANSCOM,  DH 

06680* 
HANSKY.  J 

061*13* 
HANSON.  DJ 

06697 
HANSON.  RF 

061*37* 
HANSSON,  L 

07021 
HAOT,  J 

06939 
HARD.  00 

0701*3* 
HARELL.  OS 

06522 
HARPER.  AA 

061*27* 
HARRIES,  JT 

07106* 
HARRISON.  DD 

06512* 
HARRISON.  HE 

06765 
HARTHILL.  JE 

061*11* 
HARTWELL.  WV 

07077 
HASHIMOTO,  K 

06377*  061i26* 
HAUQLAND.  T 

0711*1 
HAVLIK.  J 

07171* 
HAWORTH,  JC 

06975* 
HAYASAKA.  H 

06807 
HAYA3AKI.  N 

061*66 
HAYTER.  CJ 

065U1* 
HAZARD,  B 

07163 
HEADING,  RC 

06369* 
HECHT,  Y 

0711*0 
HECKETSWEILER,  P 

06799*  06800* 
HEINE,  WD 

061*87 
HEINKEL,  X 

06671* 
HELANDER,  H 
0631*1* 


HELANDER.  HF 

0631*2* 
HELCLI,  J 

07008 
HELLEMANS,  J 

0681*6 
HENDRIX,  TR 

06506* 
HERBA,  MJ 

06551 
HERMAN,  RH 

06513* 
HERMANN,  PE 

07156* 
HERMON-TAYLOR,  J 

06925* 
HERNADY,  T 

06931 

HERR.    F 

O6I1OI* 

HERSH,    T 

06533* 
HE3LIP.  PG 

06535*  06566 
HIATT,  RB 

06372*  06373* 
HICKMAN,  R 

06973* 
HIETALA,  0 

07050* 
HILLBOM,  ME 

061*1*0* 
HILLEMAN,  P 

06871* 
HILLS,  L 

07112* 
HIRAYAMA.  C 

06311** 
HIROSHIQE,  K 

06311** 
HIHSCHMAN,  SZ 

07093* 
HIRSCHOWITZ,  BI 

063U2*  06663* 
HODGKINSON,  R 

07067 
HOERR,  SO 

06691* 
HOFFBRAND,  AV 

06830 
HOFFMAN,  NE 

061|21** 
HOOAN,  WJ 

06567* 
HOHMANN.  H 

06563 
HOLBOROW.  EJ 

O683O 
HOLLAND,  PV 

06555 
HOLLANDERS.  D 

06701* 
HOLLENDER,  LF 

06756   06806   06895 
HOLMES,  JT 

06309* 
HOLMES,  R 

06357 
HOLSCLAW,  DS 

06751* 
HONDA,  T 

06305* 
HOREAU,  J 

07102 
HORIE,  Y 

061*1*1* 
HORKY,  J 

061*1*2* 
HORNYCH,  A 

0631*6* 
HORPAX,  TM 

O7I8O 
HORVATH,  A 

061*35*  061*36*  07126 
HORVATHOVA,  J 

07126 
H03AKA,  K 

061*68 
HOWARD,  RO 

06591 
HRIBAR,  M 

06552 
HUOHZERMEYER.  H 

07096 


HUEBERS.  E 

06338 
HUEBERS,  H 

06338 
HUOON,  JS 

06311* 
HUIZENOA,  KA 

06918» 
HUNT,  DR 

066k9 
BUREAU.  J 

0667U   07158 
HURTUBISE,  M 

O6S6I1 
HURWITZ,    A 

063U8» 
BUTCHER,  NE 

06737» 
BUTTEROTH,  T 

0«S39» 

lAKHONTOVA.  01 

07033 
lAKUBOVSKII,  EV 

06997 
lAKUSHIN,  VI 

067S1 
lASINSKII.  AA 

07O63 
IKEDA,  S 

06668 
IHAIZUMI.  K 

061i76 
IMASATO,    K 

061(21 
IMRE,    J 

06S72 
lOFFEE,  VS 

069SU 
lONESCU,  A 

06Sll3      07006 
IRFANOQLU,    ME 

07036 
IRSIGLER.  K 

07100 
13AZA,  J 

06378* 
13HCHENK0,  VT 

06593 
ISHIOUCHl,  S 

06672 
ISHIKURA,  H 

06807 
IVANOV,  VV 

O6383 
IKANIK,  J 

06623 
IWASAKI,  H 
06561 

JACKSON,  H 

06589 
JACQUET,  N 

06978 
JACQUOT,  F 

07166 
JAFFE,  M3 

06521 
JAKOB,  0 

O638I 
JANQAARC.  NO 

061(81 
JAHIAK.  T 

06991 
JANOUTl,  V 

07008 
JANOWER,  ML 

06639 
JAMU3ZKIEWI0Z,  J 

O706U   O7O6S 
JARNUM.  3 

07086* 
JAUREQUY.  H 

O663I1 
JElINEK,    J 

06566 
JELONEK,  A 

06778 
JENNY,  M 

06582 
JIRVIS,  HR 

06337 
JESSEK.  0 

06S17» 


JEWETT.  TC 

06523* 
JIMENEZ  CARDOSO,  JM 

06871 
JOACHIM  BURHENNE,  H 

O6631 
JOHANSSON,  I 

06U10* 
JOHNSON,  Bl  JP. 

06738* 
JOHNSON,  LF 

06753 
JOHNSON,  MC 

06337 
JONES,  DT 

06378* 
JONES,  JQ 

06U71t 
JOPPICH,  0 

O6803 
JOSIPOWICZ,  A 

061i62* 
JOSS,  A 

06730 
JOYEUX.  R 

0691i6 
JUDE.    JR 

06570* 
JULER,  01 

06736* 
JUNQHANN3,  K 

07181 
JUNIEN  LAVILLAUROY.  C 
06596 

KABENO.  B 
06305* 

KACH0R0V3KII,  BV 
06U73 

KAESS,  H 
07089* 

KAFROUNI,  0 
07116 

KAQAHA.  H 
07028 

KABN,    PC 
068111* 

KAKOS,  Q3 
06790 

KAIETKINA,  LO 
07m7 

KALIN0V3KA1A.  IS 
065911 

KAM03HITA,  S 
O6839* 

KAMOUN.  A 
065U5 

KANEKO.  M 

07115 

KANETAKE,  Y 

06672 
KAN3KA,  B 

06778 
KANTOROVIOH,  RA 

07058 
KANZLER,  0 

06678 
KAPADIA,  OR 

06811* 
KAPLAN.  BH 

07030 
KAPLAN,  I 

06852 
KAPLAN,  MM 

06989 
KARASAKI,  S 

06320 
KARL,  IS 

O6I19I 
KARMELI,    F 

06696* 
KARMODY,  AM 

0691i9* 
KARNOVSKY,    MJ 

06352* 
KARPA3.  CM 

06990 
KARPOV.  PF 

07190 
XARTAOENER.  H 

06592 
KAHVOHIDI,  PO 

06663 


KARZ.  3 

06773 
KASAI,  Y 

06561 
KASPER,  B 

06826 
KASSNER,  EQ 

07151t* 
KA3SUR,    B 

0706U 
KASUGA,  T 

O7OI16 
KATAYAMA.    K 

06671 
KATU3HENK0.  IS 

07075 
KAUDE,  J 

07107* 
KAWASAKI.  H 

O6I12I 
KAWASHIMA,  T 

06310* 
KAY,  AV 

06710 
KAYE.  MD 

O7II1U 
KEATS,    TE 

06537* 
KEEFER.  RO 

06505 
KEHL.  W 

07095 
KEMMERER.  WT 

06776 
KEMP,  P 

06363 
KENNEDY,  F 

06710 
KENWORTHY,  R 

07166 
KERN,  F 

0711lU 
KERNER.    I 

06856 
KERRY,  RL 

06837* 
KESSLER,  E 

0681i7 
KETCHAM,    AS 

06970* 
KHACHATRIAN,  TS 

06U18 
KHAMITOV.  KHS 

06371** 
KHAN.  IR 

06319 
KHANDEKAR,  JD 

070U2* 
KHARCHENKO,  VO 

06782 
KHATTRI,  BN 

06631 
KHO,  KM 
06920* 
KHOVANSKAIA,  MC 

06U19 
KHRU3HCHEVA,  EA 

06663 
KIDO,  C 

07115 
KIDOKORO,  T 

06651 
KIM,  CY 

07082 

KIM,  YS 

06507* 

KINQ.  BA 

06628 
KIPNIS,  DM 

06U91 
KIRKPATRICK,  JB 

06610* 
KIRSH,  IE 

06687* 
KISS.  J 

O6U05*  06551 
KIVELITZ.  B 

O69I1O 
XLAA3SEN.  CD 

061*  lt8* 
KLAPDOR,  R 

061(80 

KLEIN,  A 

06756 


KLEIN,  HJ 

066U2   071S6* 
KLEIN,  MS 

06309* 
KLEIN,  NC 

070U7 
KLEPPINO,  C 

06579 
KLIMENKO,  QA 

065U7 
KLOTZ,  HQ 

07100 
KLUNICHENKO,  AM 

06781 
KLUTSCH,  K 

06999 
KNEZEVIC,  3 

07186 
KNOWLES,  CO 

061i9S 
KOBAYASHI,  A 

068211   07192 
KOBAYASHI,  Y 

06305* 
KOCAK,  N 

06375* 
KOCH,  A 

06881 
KOOA,  H 

0661(3 
KOGURE,  T 

06611* 
KOHLER,  JJ 

06806   06895 
KOHLER,  PF 

07072 
KOLODIE,  L 

07011 
KOLOQOROV,  AI 

06556 
KOLOMIJCBENKO,  MI 

06886 
KOMAKHIDZE.  ME 

06723 
KOMAROVA,  NM 

066U1 
KONRAD,  RM 

06583 
KONTTINEN,  A 

07050* 
KOHB.  Q 

06539*  07061 
KORHONEN,  M 

06960* 
KORMAN,  MQ 

061(13* 
KORZYCKI,  J 

06858 
K030WER,  NS 

07032 
KOSTERLITZ,  HW 

06371* 
K03T0WSK1,  W 

06390 
KOTTRA,  JJ 

06879 
K0URIA3,  BG 

06719 
KOVACS,  K 

0701(2* 
KOVAL,  VP 

06388 
KOWALEWSKI,  K 

06608* 
KOZA,  J 

07008 
KRALIX.  J 

06577 
KRASNOSOHIKOV,  IP 

06627 
KRASULJA,  D 

06312* 
KRO,  C 
06577 
KREGLEWSKI,  A 

06652 
KRENDAL,  AP 

06585 
KRIS3,  N 

07132 
KRIVENKO,  EV 

06565 

KROHN,  K 

06609* 


KRONBORO,  0 

06689* 
KR3TULOVI0.  B 

07186 
KRUQER,  H 

06815* 
KRUMDIECK,  CL 

063U9*  06619* 
KRYPSIN  EXNER,  K 

07100 
KUBO,  T 

06621* 
KUITUNEN,  P 

06609* 
KULKA,  F 

06572 
KULKA,  R 

06U71 
KULLQREN,  B 

061;97 
KUNZLI.  HF 

066kll 
KURaMOTO,  S 

0661t3 
KURDOVANIDZE,  VO 
06711t 

KUHQMAN,  S 
07052* 

kutsenko,  pi 

06360 
KUTT,  H 

061tU7* 
KUYPER.    CHA 

061i82 
KUZELA.    L 

06768 
KUZINA,  MM 

06383 
KUZNETSOV,  NN 

07190 
KUZNETSOVA.  ON 

06805 
KVEIM  LIE.  K 

07125 
KWIATKOWSKI,  0 

C6623 

LA  PLACA,  W 

065011 
LAAKSO,  L 

06516* 
LAOKAS,  S 

07089* 
LAQERON,  A 

07000   07059 
LAIDIAW,  AJ 

06369* 
LAISSUE,  J 

06789 
LAMBERT,  R 

06mi» 
LAMELIN,  JC 

06936 
LANDER.  JJ 

07052* 
LANDINQ,  BH 

06839*  06958* 
LANDMAN,  3 

06528* 
LANQER,  B 

06983 
LANQLET,  S 

07018 
LANDMAN,  MJ3 

06399* 
lAPlN,  EF 

071011* 
LAPRELL,  H 

066511 
LAPTE3,  E 

06862 
LARSEN,  E 

067U6* 
LASSAU,  JP 

07158 
LATHE,  QH 

07001 
lAVEHDANT,  0 

07000   07059   07079 
LAVROVA,  ZS 

06U30 
lAWOYIN,  V 
06911 


LAViPENCE,  W  JR. 

06795 
LAZEBNIK.  J 

068U8 
LE  BOUVIER.  QL 

07078 
LEACH,  KQ 

061i53* 
LEBOVITZ,    HE 

06615* 
LECERF.  C 

06806 
LEDERHUBER.  HA 

0691ll 
LEE,  ER 
06700* 
LEE,  F 

06837* 
LEE,  RV 

06988 
LEE,  SK 
06920* 
LEHOCZKY,  Q 

06931 
LEIA.  II 

06602   06712 
LEIQH,  JE 

06926* 
LEINBROCK,  A 

07197 
LEMAIHE,  JM 

07071 
LEMBERQ,  E 

0681iO» 
LEMER,    J 

0671i8 
LEMMENS,    HAJ 

0711i3 
LENIUSHKIN.    AI 

06902 
LENNERT,  KA 

06788 
LENNETTE.  EH 

0701i9* 
LENZ.    TR 

06898 
LEONARD,  P 

07129 
LEONHARDT,  H 

06998 
LEONTIEV.  AF 

07010 
LESBROS,  F 

067611 
LESKI,  M 

07068 
LETAWE,  P 

06771 
LEVENDIUK,  AM 

0651l7 
LEVIN,    B 

06629 
LEVOWITZ,    B3 

06653 
LEVRAT.    M 

061l02* 
LEVY.    0 

061t93 
LEVY.    N 
068U0* 
LEWICKI,    K 

06728   07138 
LEWIS,  A 

069U3 
LEWIS,  WM 

0671iO* 
LI,  JKH 

O7I6U 
LIAPIS.  MA 

0666U 
LIAVAO.  I 

07125 
LIBREZ.  P 

07127 
LIEDBERO,  Q 

063011* 
LIFSHITZ,  F 

06812* 
IILLEHEI,  RC 

06925*  06928* 
LIN,  TM 
06U011* 
LINDNER,  AE 
06632 


LION.  J 

06661 
LIPKIN.  M 

06686* 
LIS,  PV 

06721 
LISEWSKI.  G 

06638 
LITT,  IF 

06888 
IITTMAN,  A 

06680* 
LIVADITIS,  A 

07175 
LIVREA.  MA 

O6I1SI* 
LO    PRESTI,    A 

06626 
L0B0T3KI.  NI 

06392 
LOGINOV,  AS 

06563   06981 
LOHMANN,  Ht 

071U8* 
LOHNERT,  J 

06779 
LOMBARDO,  S 

06867 
LONGMIRE.  WP  JR. 

06693*  06962* 
LOPES,  JF 

06982 
LORBER,  SH 

070kO* 
LOREAU.  N 

0631i6# 
LORENZ    MEYER.    H 

061i22 
LORENZO,    OA 

0713« 
LOUGHRAN.    ED 

061t70 
LOUP.    P 

07121 
LOUYEST,  J 

071U3 
LOZMAN.  H 

06731 
LUCAS,  CE 

06588   06698* 
LUDINGTON.  LO 

07116 
LUEBBERS.  EH 

06506* 
LUISADA-OPPER,  A 

06961* 
LUNDELL,  L 

06U10* 
LUNDOUIST,  A 

06538* 
LUTSENKO.  JE 

06886 
lUTTWAK,  EH 

06950* 
LYDON,  RJ 

06371* 

MAATELA,  J 

06516* 
MACADAM,  RF 

06863 
MACKAY.  IR 

0661t8 
MACKIE,    B 

06519* 
MADALINSKI.  K 

07065 
MADDEN.  DL 

07057 
MADDREY,  WC 

07113* 
MADEIRA,  F 

07090* 
MADSEN,  CM 

06896 
MAEDA,  HR 

06U61* 
MAENPAA,  J 

06609* 
MAESTRACCI.  D 

06311* 
MAFFIOLI.  0 
0680U 


MAQIDA.    MQ 

0701l7 
MAQNI.    E 

07062 
MAORASSI.  F 

06791 
MAHAPATRA,  SS 

06831 
MAINARD,  R 

06573 
MAINGUET,  P 

06825 
MAINZEP,  F 

06876 
MAKAROV,  AA 

06575 
MAKHLOUF.  QM 

06398* 
MALAISSE-LAOAE,  F 

07018 
MALAVIYA,  AN 

07080 
MALDONADO,  N 

06816* 
MALEN.  CE 

061i20 
MALKOVA,    VI 

06726 
MALLARD.  Q 

06597 
MALLET  GUY.  P 
06U29   07035 
MALLET  GUY,  Y 

06336 
MALLINSON,  CN 

06818* 
MAMYKIN,  SN 

06781 
MANDAIRON,  Y 

06336 
MANDIOLA,  SA 

06962* 
MANKINA,  NS 

07170 
MANSUROVA,  ID 

071k7 
MANUBAY.  3  JR. 

06653 
MARENCO,  0 

06829 
MARG0LI3.  S 

06U3U* 
MARQULI3.  AR 

06835* 
MARIN.  QA 

06828 
MARKOVITS,  3 

06668 
MARKU3,  V 

06823 
MARSBOOM.  R 

06391 
MARSH,  MN 

06307* 
MARSHAK,  RH 

06632 
MARTIN  PREVEL,  C 

07013 
MARTIN,  A 

06550 
MARTIN,  E 

07158 
MARTIN,  WJ 

0697U* 
MARTINS  CAMPOS,  JV 

07181| 
MARTONFFY,  K 

06931 
MARTOV,  IB 

O6I13I      061i77 
MASCHIO,    0 

07092* 
MASLINSKI,  SM 

O6I1O9* 
MASLOVA,  MQ 

06997 
MA3S0N,  JM 

06550 
MATHAN,  VI 

06811* 
MATHEWS.  JE 

06802 
MATOVA,  EE 

07009 


MATSUI,  H 

06339 
MATSUOKA,  T 

066h3 
HATSUYAMA,  A 

06322 
MATTEUCCl,  P 

06631t 
MAURAT,    JP 

07131 
MAURER.  C 

061tS0# 
MAOTONE,    D 

06906 
MAUUARY,  Q 

07085 

MAYET,  ran 

06329 
MAYNARD,  JE 

07077 
MAZURIK,  Mr 

06725 
MCARTHUR.  MS 

06693» 
MCBRIDE,  CM 

07157 
MCBRIEN,  MP 

065S9 
MCCONNELL,  RB 

071SS* 
MCCREDIE.  DA 

07O39» 
MCDERMOTT,  FT 

06509* 
MCQOVERN.  B 

06776 
MCQOWAN,  JA 

06989 
MCHALE,  CO 

O6I185 
MCKITTRICK.    JE 

067U0« 
MCLACHLAN,  MSF 

061|S3» 
MCIAUQHLIN.    MM 

06337 
MCNEILL,  D 

06795 
MEAKINS,  JL 

06959* 
MEDVEDEVA,  NT 

0651l9 
MEHLMAN,    MA 

C61i66« 
MEKEL,    RCPM 

06739* 
MELHORN,  DK 

O68I3* 
MELNICK,  J 

070SS* 
MELNIK,  LA 

06658 
MENARD,  D 

06311* 
MENARDI,  0 

07176 
MENGE,  H 

061t22 
MENYHART,    J 

061t35»    06U36* 
MERCADIER,    M 

06718 
MERQ,    A 

O69IO 
MERRILL,  DA 

07072 
MESTRALLET.  0 

O676I1 
METCHE,    t 

06929» 
METELIT3A,  VI 

07009 
MEUNIER,  J 

07079 
MEYERS,  PH 

06878 
MICHALSKA-KASZYNSKA,  M 

06U79 
MICHEL.  H 

06929*  07071 
MIENY,  CJ 

06569 
MIETTINEN.  TA 
0691S» 


HIONEN.  C 

07160 
MIQNON.  M 

061;05« 
MIHAILOV,  C 

06702 
MIKHAILOV.  AN 

06797 
MIKHALEVSKAIA,  KN 

06670 
MILCH,  E 

06921 
MILHaUD,  Q 

06560 
MILLER.  Cr 

067911 
MILLER,  JV  JR. 

06986 
MILLER,  LL 

06U99 
MILLER.  M 

07im* 
MILLER,  RO 

067U6* 
MILLER,  WT 

07173 
MILLERET,  P 

07131 
MINAQI,  H 

06876 
MIRONOV,  OS 

07172 
MI3CHUK,  II 

06780 
MITCHELL,  DN 

06801* 
MITO.  Y 

06561 
MITSCHKE,  H 

06306* 
MITTY,  HA 

06772 
MLYNEK,  HJ 

07139 
MOHAY,  S 

06857 
MOISA,  V 

065U3 
MOLINE,  J 

06550 
MOLINIE,  C 

07079 
MOLLEKEN,  K 

06993 
MOMBET.  J 

06908 
MONEREO,  J 

06578 
MONOD-BROCA,  P 

06650 
MONTANARI,  MQ 

O7OOI1 
MONTEIRO,  E 

07090* 
MONTEIRO,  EH 

06920* 
MONIES,  M 

06921 
MONTQOMERY.  RC 

06926* 
MORAIS.  R 

06320 
MORAN,  JM 

06620*  0681il* 
MORGAN.  ROH 

06k2k* 
MORQANTI,  I 

06869 
MORIN,  CL 

06856 
MORISOLI.  LS 

06511* 
MORL.  M 

07096 
MOROTOMI,  I 

063111* 
MORSE,    TS 

06790 
MORTENSSON.  W 

07167 
MOSCOVICI,  A 

07006 
MOSKVIN,  VI 
07203 


MOSS.  AA 

06835* 
MOSS.  DW 

07029 
MOSSINI,  F 

06U09* 
MOSTOVAC,  B 

06312* 
MOULIN,  A 

06U02* 
MOUSSEAU,  M 

06661 
MRAVKO  MALDONADO,  E 

06871 
MUOQIA,  AL 

06569* 
MUHE,  E 

06937 
MUJAHED^  Z 

07111* 
MULE.  A 

07109* 
MULLER,  DPR 

07106* 
MUNOZ,  N 

06666   06667 
MURAKAMI,  K 

O65I16 
MURAKAMI.    S 

07071 
MURATA,  T 

06305* 
MURPHY,  S 

07093* 
MURRAY,  TK 

06326 
MURUQASU,  JJ 

06920* 
MUSIALOWICZ,  J 

06820 
MYREN,  J 

06607* 
MYSHKIN,  KI 

06713 

NACCARATO,  R 

07092* 
NAGANO,  K 

06339 
NAOAOKA,  K 

06386 
NAQATA,  C 

06322 
NAKAO,  M 

06339 
NAKASHIMA,  M 

06671 
NAKAYAMA.  K 

061i21 
NAKAZATO.    Y 

06367* 
NAPOLI,  A 

06868 
NAOVI,  MA 

06891 
NASLEDOVA,  NI 

O6I1I7* 
NATH,    MC 

06503 
NATHAN,  p 

06853 
NAVERT,  H 

O6I1O9* 
NAYMAN,    J 

06509* 
NEALE,  G 

07029 
NEEL.  HB 

06970* 
NEELON,  FA 

06615* 
NEF,  J 

06761 
NEPVEUX,  P 

06531* 
NFRUP,  J 

O7O88* 
NEWMAN,  SJ 

07057 
NEZAMIS,  JE 

06690*  06697* 
NO,  KC 

06920* 


NI,  LY 

06927* 
NICHOLSON,  OP 

0712U 
NICOLAS,  0 

07102 
NICOLETTE,  OC 

0681U* 
NICOLOSI,  Q 

06656 
NIOOTRA,  C 

06US1* 
NIGULESOU,  I 

06862 
NIEDERLE,  B 

0717U 
NIEMANN,  H 

06381 
NIGAM,  VN 

06320 
NIKISHENKO,  A 

06721 
NIKOLAEV,  NO 

06587 
NIIIUS,  R 

06960   07096 
NZLSEN,  LB 

06615* 
NIMMO,  J 

07038* 
NISHIOKA,  X 

06672 
NIUTTA,  R 

07060 
NORDBERO,  J 

06507* 
NORDMAN,  E 

O6SU0* 
NORDSTRAND,  A 

0717s 
NORMAN,  AP 

0691tlt 
NUQEYRE,  P 

06317 

O'DONNELL,  JJ 

06591 
O'REILLY,  S 

07025 
O'REILLY,  WJ 

061iU9* 
OANCEA,  T 

06636 
OBERNIEDERMAYR,  A 

06600 
OBERWITTLER,  W 

0709l(* 
OCHSNER,  SF 

07103* 
OEHLERT,  W 

06678 
OEN,  EY 

06860 
OFFUTT,  RQ 

0702U 
OGATA,  Y 

06671 
OGUNMOLA,  QB 

06U9O 
OHATA,  M 

06611* 
OHATA,  T 

O70I16 
OHBE,  Y 

06821*   07192 
OHQA,  A 

06367* 
OKABAYASHI,  T 

06386 
OKUYAMA,  Y 

06611* 
OLDERSHAUSEN.  HFV 

061i39* 
OLIVECRONA,  T 

0631tl* 
OLMSTED,  WW 

06376* 
OLSFN,  WA 

0631;3* 
OLSON,  RO  JR. 

06838* 
ONABANJO,  OA 

06617* 


I    OHO,  K 
06395 

I    ONO,  T 
0701S 
1    OMORAMTE,  I 

06767 
)    ONOSI,  I 

06393 
!    OPPI,  R 
0698U 
OBD,  MQ 

06333 
OPIMO,  H 

06611* 
OPLANDINI.  I 

06397 
ORTIZ,  Q 

06US5* 
OSINSXI,  B 

06991 
OSIPOV,  IN 

07010 
OSSI.  E 
07092* 
OSVaTH,  P 

06823 
OSWALD.  M 

07025 
OTT,  R 
063211 
OTTENBERO,  C 

070llO* 
OTTENl,  F 

06756 
OTTENJANN,  R 

O63I1O      06678 
OTTO,    L 

07096 
OVERTON,  TR 

06535*  06566 
OVERWEQ,  NIA 

06372*  06373* 
OVSEPIAN,  AA 

06U00 
OXEN.  QM 

06610* 

OVEN,  J 

.0712U 

OWMAN,  C 

063011* 

PADOV,  0 

O7OUO* 
PAILIAS,  J 

06650 
PALLAVICINI.  0 

06618* 
PALLONE,  r 

06396 
PALME,  Q 

06998 
PAPACHARALAMP0U3.  N 

06719 
PAPOWITZ.  AJ 

O7I6U 
PAPP,  JP 

06810 
PAPP,  M 

07035 
PARBHOO,  3P 

06969* 
PARKINS,  FM 

063U7* 
PARNAUD,  E 

06870 
PARSONS,  DS 

06353* 
PARTURIER  ALBOT,  M 

06889 
PA3CAUD,  XBL 

06U20 
PATEHNO,  M 

07060 
PATTERSON,  FE 

0653U* 
PATUMI,  F 

07128 
PAUL,  L 
0709U* 
PAUL,  RE  JR. 

06620* 
PAULINI,  K 
06U71 


PAVON,  EE 

06990 
PAHELEK  KROMBHOLZ.  D 

06620 
PEARSE.  AOE 

06301* 
PERDOMO,  J 

06507* 
PEREIRA,  JN 

O6I18I 
PEREZ  INIQO  QUINTANA,  F 

06705 
PERLHAN,  A 

071911 
PERRY,  AW 

07116 
PES30TTI,  RL 

06368* 
PETERS,  RL 

06965*  07011}.* 
PETERS,  T  JR. 

06351* 
PETERS,  TJ 

06307* 
PETERSON,  RF 

06802 
PETO.  R 
06616* 
PETRAS,  I 

06768 
PETROVA,  OP 

06981 
PETROVSKI,  BV 

06587 
PETTIQREW,  KD 

071111* 
PEYCELON,  R 

067611 
PFEFFEH,  H 

06731 
PFEFFERMAN,  R 

06950* 
PHELAN,  MB 

07029 
PHELIP.  X 

07166 
PHILLIPS,  JO 

0671lU* 
PIEOK,    ACM 

06U82 
PIERCE.  NF 

07152* 
PIERSANTELLI,  N 

07073 
PIKIELNY.  S 

07110* 
PINTO  CORREIA,  J 

07090* 
PIRARD,  J 

06979 
PIRIS,  J 

O69II1* 
PITCHER,    JL 

06568* 
PITMAN.    RL 

065311* 
PITT.    PA 

06Uli9* 
PITTS,    LL    II 

06532* 
PLEWINSKI,  J 

06858 
PLOMTEUX,  Q 

06558 
POCHACZEVSKY.  R 

06732   06878   0715U* 
PODOPRIQORA,  AP 

06792 
POINDEXTER.  MH 

06926* 
POLAK,  JM 

06301* 
POLCYN,  RE 

06528* 
POLIN.  R 

07092* 
POLLAPD,  HM 

06810 
POLONSKY.  L 

06773 
POLYZONIS,  M 

06996 
POMELOV,  VS 
06563 


POMEROY,  AR 

06370* 
PONOE,  M 

06653 
POPP,  W 

07177 
POPS,  HA 

06738* 
PORATH.  U 

06821 
POREMBSKII.  OB 

06955 
POTAPOV,  AA 

07101t* 
POTENTZ,  E 

07012 
POUJEARD  BULIMBERT.  0 

07199 
POULET,  J 

07127 
POWIS,  Q 

06353* 
POZNANSKA,  H 

07065 
PBESCOTT,  LF 

07038* 
PRINCE.  AM 

07081 
PPINSLOO.  JO 

06815* 
PRIVESENTSEVA.  TV 

06930 
PR0EL3S,  H 

071U8* 
PROTELL,  RL 

0697U* 
PROVENZALE,  L 

06530* 
PUGACHEV.  AQ 

07010 
PUQLIE3E,  F 

06626   07118 
PUNNONEN.  P 

06516* 
PUNYA3HTHITI,  K 

0711l9* 
PURCELL,    RH 

06555  07052* 
PURINI,  T 

066U6 
PUTSCHAR.  WOJ 

07161 
PUZEVSKII,  II 
07056 

OUANQ,  ND 

06992 
OUARONI,  A 

06618* 
OUIQLEY,  A 

06916* 
OUY,  NV 

06992 

RADAUCEANU,  P 

065U3 
RADHAKRISHNAN,  AN 

06811* 
RADOWICKI,  3 

06390 
RAFALSKII,  ID 

07033 
BAHKO,  T 

c7om 

RAID.  N 

07169 
RAITHEL,  D 

0671i9 
RAKHMANINOV,  33 

06955 
RAKOWSKA,  D 

06729 
BAMACHANDRAN.  K 

07060 
RAMER,  M 

06772 
RAMSOE.  K 

07088* 
BANEK,  L 

07088* 
BANSOM,  HK 

06837* 
RAO,    3N 

0671l7 


RARER,    0 

06370* 
RA3ANEN,  0 

06960* 
RASTIMA,  RO 

07196 
RATNER,  QL 

0672U 
RAVITCH,  MM 

06571* 
RAYNAUD,  C 

06355 
RECANO,  AD  JR. 

06580 
RECKNAQEL,  RO 

06U33* 
REDDI,  TO 

06503 
REDINQER,  BM 

06US2* 
REE,  HJ 

061i38* 
REHBEIN,    F 

06881 
REICHBORN-KJENNERUD,  3 

06607* 
REICHMANN,  J 

06775 
HEID,  JM 

071111* 
BEIMANN,    W 

07069 
REISER,  3 

06362 
REISS,  R 

07110* 
REITZIQ,  P 

06638 
RENAULT,  MQ 

06595 
RENTSCH.  I 

06669 
RENZI,  Q 

06622 
REVIQNA3,  A 

06530* 
REYNOLDS.  ES 

06U38* 
REYNOLDS,  TB 

06965*  070U1* 
REKSSEQUIER,  JC 

06601 
REZKICHENKO,  AI 

06665 
RHODES.  J 

06695* 
RHODES,  R3 

06352* 
RIAN,  R 
07107* 
RICCI,  JA 

070U11 
RICHARDS,    AJ 

06818* 
RICHARDS,  JC 

06972* 
PICHET,  0 

0631(6* 
BIDDEBVOLD.  HO 

06537* 
RIJKEN,  AAM 

061i82 
RITT,    DJ 

070511* 
PITTER,    L 

06890 
ROBERT,  A 

06690*  06697* 
POBERTS,  Q 

06695* 
ROBINET,  LEVY,  M 

07071 
POBINSON,  MQ 

06757 
ROCHE,  M 

06366* 
ROCMANS,  C 

0675U 
RODERMUND,  OE 

07197 
RODRIQUEZ  QARAY,  EA 

06511* 
ROFFE,  LM 
06U86 


ROOEES,  I 

0«3U3» 
ROHDE,  JE 

07188 
ROHEIM,  PS 

061i59»   07032 
ROHR,    HP 

0632U 
ROKOFSKY.  S 

06731 
ROMIEU.  C 

06929* 
ROSCH,  J 

07171 
ROSE.  RW 

07171 
R03EV,  A 

0701iO» 
ROSEN,  R 

07105« 
ROSENTHAL,  WS 

06S1S 
ROSS,  JF 

063S1* 
ROSS,  P 
06376» 
ROSSETTI,  M 

066UU 
ROSTA,  A 

06U35»  06li36« 
ROTH,  HP 

06682* 
ROTH.  I 

06637 
ROTHMAN,  V 

06U3U* 
ROUFF,  SL 

07016 
ROUILLER.  C 

06323 
ROVIRALTA,  E 

06590 
ROY,  AD 

07007 
ROYER,  M 

06U55* 
ROZE,  C 

0638U 
ROZEN,  R 

063611 
ROZENSHTRAUKH,  LS 

06S6S 
HOZIER,  JS 

06SS3 
RUBAiTELlI.  FF 

06968* 
RUBANYI,  P 

06708 
RUBERTI,  A 

070011 
RUBIN,    CE 

063US* 
RUCKERT,  U 

07181 
RUDY,  RV 

06U73 
ROEDI,  T 

06765 
RUIZ,  JO 

06928* 
RUMSEY,  RDE 

06302* 
RUNSER,  C 

07131 
RUOTSAIAINEM,  p 

06516* 
RUZICKA,  FF  JR. 

06529* 
RYAN,  AJ 

061ik9* 

RYAN,  OJ 

06k53» 

SAOHATEILO.  CR 

06836* 
SACHS,  0 

063ll2» 
SADKOVA,  TN 

066til 
SAKAMOTO.  Y 

O7OI16 
SAKAZAKI,  R 

07193 


SAIGAPO,  M 

06906 
SALIS  SAMADEN,  R 

06933 
SAIMAN.  MM 

069511 
SALZBERO.    AM 

06737* 
SALZER.  OM 

071U6 
SAMA.  SK 

07080 
SAMUELS,  LD 

06967* 
SANDERS,  I 

06S36* 
SANDERSON,  TA 

07157 
3ANDSTEAD,  HH 

0671i3* 
SANTIAQO-BORRERO.  PJ 

O68I6* 
SANTINI,  R 

06366* 
SANTINI,  R  JR. 

06816* 
SARLES,  H 

07109* 
SARRAZIN,  A 

06650   06718 
SASAKI,  T 

06361   0711S 
SATOH,  S 

O6I126* 
SAUBIER,    EC 

06763 
SAUER,    H 

06862   07176 
SAUNDERS,  DR 

063U5* 
SAUNDERS,  S 

06973* 
SAUTIER,  C 

063611 
SAVCHENKO.  AP 

06930 
SAVELIEV,  VS 

06716 
SAWA,  A 

06729 
SAWYER,  BC 

06500   06501   06502 
SAWYERS,  JL 

06688* 
SCALIEN,  TJ 

061i70   06U75 
SCANLON,  QT 

06711  ll* 
3CHACHT,  U 

069U0 
SCHAEFER.  KH 

06919* 
SCHEIN.  CJ 

07105* 
SCHENKER,  U 

07139 
SCHER,  OS 

06527* 
SCHIFF.  D 

O6I16I1* 
SCHIMKE,    RT 

06321 
SCHIODT.  T 

07088* 
SCHLIERF.  0 

07089* 
3CHMIDINQER.  H 

061i39* 
SCHMIDT.    A 

06755 
SCHMIDT,    HD 

0711i5 
SCHMIDT,    NJ 

0701i9* 
SCHNEIDER,    F 

07012 
SCHNEIDER,  Q 

06599 
SCHOENFIELD,  LJ 

O6I183   0697U*  07137 
SOHON,  E 

07083 
SOHONUNG,  W 
06517* 


SCHOORl,  M 

06892 
SCHREIER.  K 

06821 
3CHULTIS.  K 

07036 
SCHULTZ,  LS 

06928* 
SCHUSTER,  MW 

061175 
SCHUTZE,    U 

06863 
SCHWANTZEROVA.  M 

06985 
SCHWARTZ.  S3 

06833* 
SCOTT-YOUNO,  M 

06935 
SCOTT,  HW  JR. 

06688*  0671i3* 
SCOTT,  JR 

07173 
SCRATCHERD.  T 

061i27* 
SEAOER.    3 

061i53* 
3EAH.    PP 

06630 
SEALE,  DL 

06537* 
SEAMAN,  WB 

O668O 
SEED.  RW 

07136 
SEGAL,  S 

O68OI1 
SEGRE3TIN,  M 

06786   06799*  O6SOO* 
SEHQAL,  AK 

06831 
SEIFERT,  0 

06303* 
SEIJFFERS.  MJ 

061il2* 
SEMENOV,    VV 

07179 
SEREBRO,  HA 

06589 
SEPROU,  B 

06929* 
SEVER,  JL 

07057 
SHAFFNER.  L 

0693U 
SHAQRIN,  JW 

067U2* 
3HALIM0V.  AA 

06586 
SHALKOV,  IL 

065U7 
SHAPKIN,  VS 

06997 
3HARF,  M 

068UO* 
SHARP,  QWQ 

07188 
3HARRATT.  M 

069211 
SHEARMAN.  DJC 

06369* 
SHEEHAN,  MB 

063ll8» 
SHEKHTER.  lA 

0651i9   06727 
SHERLOCK,  S 

06956*  06987 
SHERWOOD.  WC 

06613* 
SHIBATA,  S 

06561 
SHIELDS,  LH 

O7OUI1 
SHIELDS,    R 

06610* 
SHIPLEY,  L 

07025 
SHIRAHATA.  K 

06366 
3HIRAT0RI.  T 

06386 
SHIRLEY,  JH 

06776 
SHISHOVA,  EK 
0678U 


SHOPE,  JM 

06379* 
SHORTER,  RO 

06918* 
SHULIAK,  LP 

06900 
SHULTZ.  KT 

06615* 
SHUSTER,  LA 

06657 
SHWACHMAN,  H 

06751* 
SICOT,  C 

06520 
SIEBERT,  Q 

06333 
SIECEL,  M 

06379* 
SIEVERS,  3 

06669 
SIOSTAD,  H 

O7II1I 
SILVERMAN,  A 

06379* 
SILVERMAN,  D 

06526* 
SILVIS,  SE 

06612* 
SIMILA,  3 

06960* 
SIMON,  E 

06517* 
SIMON,  J 

06338   06650 
SIMONS,  JA 

O6I1I1U* 
SIMONTON,    JH 

06700* 
SIMS,    WQ 

06793 
SINCLAIR,  DJ 

06913 
SINGLETON,  EB 

06626 
SINGLETON,  JW 

07072 
SINKEVIOH.  VP 

06593 
SIPAROV,  IN 

06392   06li77 
SIRIGU,  F 

07092* 
SITKOVSKII.  NB 

06783   06901 
SIVACKI,  J 

06312* 
SKADHAUQE,  E 

06365 
SKANDALAKIS,  JE 

06793 
SKINNER,  JM 

069111* 
SKOBELKIN,  OK 

O6I1I9 
SK0VR0N3KY.  J 

07027 
SKRDLANT.  HB 

061i75 
SLATER,    TF 

06500   06501   06502 
3LENCZKA,  W 

07061 
SlIWA,  F 

06820 
3L0VER,  WP 

0651l2 
SMALL,    DM 

O6I1S2*    06li51i* 
SMETS,    P 

O6I1IS* 
SMIRNOV,     BV 

06711 
SMITH,  AH 

065U1* 
SMITH,  BH 

06952* 
SMITH,  JW 

06753 
SMITH,  MW 

06363 
SMITHWIOK,  EM 

07051* 
SOKOLOV.  LK 
06563 


SOLASSOL,  C 

06929* 
SOLJAN.  N 

067311 
SOLK,    VR 

07122 
SOLOWAX,  RD 

0691k*   07137 
SOLT,  K 

07076 
SOMMARIVA.  V 

06655 
SOMMER,  P 

06U39* 
SOMMERSCHILD.  HC 

06769 
SONNEMAKER.  RE 

06533* 
SORRELl,  MF 

06961* 
SOSINA,  BM 

06797 
SOTTO,  JJ 

07011 
SOULIE,  J 

07178 
SOULLARD,  J 

06908 
SOUZA,  EGA 

07026 
SOVENY.  C 

061il3* 
SPACKMAN.    TJ 

06833* 
SPARBERG,  M 

06525* 
SPEAR,  OS 

06785 
3PELLMAN,  FA 

06681i» 
SPENCER,    J 

061407*    O6I1O8* 
SPENCER,    RJ 

06916* 
SPENCER,  T 

06U92 
SPINELLI,  M 

06767 
SPBAYREGEN.  S 

06875 
8PYCHER,  MA 

06995 
SREEBNY,  LM 

07031 
SRINIVASAN.  S 

061;33* 
3TADALNIK,  RC 

07173 
3TAIP0RT,  J 

06771 
STEICHEN,  FM 

07195 
STEIQMANN,  F 

06526* 
STEIN,  0 

061tlt5* 
STEIN,    Y 

061tliS* 
STEINER,    A 

06U91 
STEJSKAL,  R 

06927* 
3TGMMGR,  EA 

06736* 
STEMPIEN,  SJ 

06679   06681*  06700* 
STENINQ,  QF 

06U07* 
STERN,  1 

06H61)* 
STIFEL,  FB 

06513* 
STIBNEMANN.  H 

06789 
STIRPE.  F 

O65OI1 
STOCKEN,    LA 

06333 
8TO0KER,  E 

06U87 
STOWE,  DF 

06690*  06697* 
STRaSBERQ,  8M 
06li52* 


STRAUSS,  P 

06755 
STHOHMEYEP.  Q 

06539* 
STROZ,  Q 

06855 
STRUNGARU,  A 

061i76 
STUART,    M 

06691* 
STUNKARD,  AJ 

06382 
SUQANO.  M 

061t76 
SUQAWA.    C 

06698* 
SUQISAWA.  T 

06391t 
SULIN,  AW 

06358 
SUMMERSKILL.  WHJ 

06925*  0697U* 
SUN,  DCH 

06681* 
SUTANTO,  AH 

07169 
SUZUKI,  K 

0639U 
SUZUKI.  T 

06308* 
SUZUOKI,  Z 

061i91l 
SVENSSON,    SE 

06U10* 
SVENSSON.  SO 

06U06* 
SVIRIDOV,  NK 

07003 
SWANN,  JC 

O686I1 
3WE,  W 
06599 
SWITALSKA,  C 

07035 
SZAFRAN,  H 

06778 
SZIIAGYI,  H 

06702 
SZILAGYI,  J 

06890 
SZKLANNY,  J 
06859 

TAQASHIRA,  Y 

06322 
TAKANO.  K 

06308* 
TAKAYAMA,  T 

06807 
TAKAZAWA,  T 

06668 
TAKESHIMA,  T 

06385 
TAKEUCHI,  0 

061(26« 
TAMUHA.  K 

06377* 
TANAYAMA,  S 

06149U 
TANENBAUM,    B 

06653 
TAO,  H 
0690U 
TAPALAQA,  D 

06U32* 
TARAH,  R 

07156* 
TARBIAT,  S 

06583 
TAYLOR.  KB 

06316 
TEFERA.  M 

06696* 
TEMIRKULOV.  AT 

07010 
TEN  EYCK,  JR 

06972* 
TERBLANCHE.  J 

06973* 
TERIAEV,  VO 

07179 

TERZ,  JJ 

06795 


TESAR,  0 

0717!l 
TESTARD,  R 

07160 
TESTER.  RJ 

06679 
THAKUR,  K 

06809 
THEDERING.  I 

061i39* 
THEODOROPOULOS,  G 

07000   07059 
THEPON,  JJ 

06739* 
THISTLE,  JL 

07137 
THOMAS  CQ,  JR. 

071211 
THOMAS,  M 

07101 
THOMAS,  P 

06332 
THOMAS,  TV 

0657li 
THOMASSEN,  H 

06625 
THOMPSON.  EB 

06986 
THOMPSON.  JN 

06326 
THOMPSON.  JR 

06536* 
THOMPSON.  PL 

066U8 
THOMSON,  AP 

06961* 
THORNTON.  QF 

06986 
THORSOE,  H 

06U03* 
THOUVENOT,  J 

06550 
THYS.  0 

06625 
TIKHONOVA.  NA 

068911 
TILLE3.  JQ 

07082 
TISHLER,  EI 

06796 
TJAIJ,  JK 

07169 
TKACHEV,  EZ 

06lll6* 
TKATCH.    R 

061412* 
TOBALDIN.    Q 

O7OOI1 
TOBIN,    RB 

O6I166* 
TOCHEV.    K 

065U5 
TODD.  EF 

06608* 
TODD.  JR  JR. 

06717 
TOMALINO.  D 

066314 
TOMKIN,  QH 

066U5 
TONGIO,  J 

06557 
TORSOLI,  A 

06393 
TOSCHAKOV,  RA 

06585 
TOTHILL,  P 

06369* 
TOUBIANA.  0 

0651l5 
TOULET,  J 

06SS8 
TOURNIER.  J 

069145 
TOWNLEY,    RRW 

06822 
TRABUCCHI,  E  JR. 

06868 
THEPO,  C 

07081 
TRETIAKOVA,  TA 

06751 
TROJAN,  1 
06572 


TRUCHOT,    R 

O6I1O2* 
TPUFLOVE,    SC 

06699* 
TS'AO,    C 

O6I46O* 
TSUKADA,    K 

O6I168 
T3UMUBA,    D 

O66I43 
TSVETKOV,    VS 

07023 
TUCHMANN,  L 

06903 
TUDBALL,  N 

06332 
TUIDZHANOV.  KK 

068145 
TULLY,    TE 

O68II4* 
TUMA,    DJ 

06505 
TUNO,    TT 

06992 
TUREK,  RE 

O6838* 
TURNBEFQ,  LA 

06817* 
TURNBULL,  RB  JR. 

07156* 
TURNER,  QC 

07070 
TURNER,  MD 
06519* 

TYGSTRUP,  N 
07088*  07091* 

TYTOAT,  ON 
063145* 

UCHIDA,  H 

06928* 
UDOD,  VM 

06670 
UJIIE,  T 

06668 
UMBRUMIANTS,  OA 

06716 
URCIUOLI,  A 

O706O 
URIEL,  J 

O6I169 
URSO,  M 

07173 
UTESHEV,  NS 

07179 
UTKIN,  VV 

06602 
UYS,  CJ 

06973* 

VAIREL.  E 

07156 
VAISBROT,  VV 

067614 
VALDIVIESO.  VD 

O6I463* 
VALDONI,  P 

06709 
VALENKEVIOH,  LN 

07033 
VALENTINOZZI.  ME 

06518* 
VAN  ASPEREN  DE  BOER,  FBS 

06892 
VAN  DEN  HEUVEL,  JW 

06861 
VAN  HEERTUM,  BL 

06529* 
VAN  HEYNINQEN,  WE 

07152* 
VAN  HUSEN,  N 

070914* 
VAN  RAVESTYN,  C 

06391 
VANNUOCHI,  H 

07185 
VANSTEENKI3TE,  Y 

O6I4I5* 
VANTRAPPEN,    Q 

O68I46 
VANTSIAN,    EN 

06587 
VARADARAJAN,  MQ 

06551; 


VABETTE,  y 

07109» 
VARL,  B 

06SS2 
VARRO,  V 

061i05« 
VARSHAV3KII,    IV 

06727 
VAUQHAN,  BE 

06366* 
VELICHENKO.  VM 

0677U 
VELKOVA,  V 

06387 
VENKATARAMAN,  MS 

06SSU 
VENOUll,  J 

06660  06808   06922 
VEREIER,  JH 

07166 
VERQNAS,  J 

07199 
VE3SEY,  MP 

06692# 
VIARC,  H 

06579 
VICAPI,  F 

07085 
VIDON,  N 

06606* 
VILARINO,  A 

06578 
VINNICHENKO,  AG 

06576   06586 
VISAKORPI,  JK 

06609* 
VISSET,  J 

06661 
VITEBSK!.  ID 

0658U 
VITUMS,  A 

06319 
VOICU,  0 

06636 
VON  WOLFF,  0 

06998 
VORNE,  M 

061iS6*   061i57* 
V0R3TER.    C 

07123 
VUIHARD.    P 
06660      06808      06922 

WADA,    M 

061t76 
WAONER.    Dl 

061i!l6* 
WAQNER,    E 

07036 
WAONER,  H 

06S17» 
WAONER,  K 

06599 
WAIS3BLUTH,  JG 

06399* 
WAJDA,  Z 

06652 
WAKASUGI 

06359 
WAIDMAN,  RH 

07193 
WALDRON,  RL 

06680 
WALSHE,  JM 

06957* 
WALT,  AJ 

06696* 
WALZ,  W 

06325 
WANG,  I 

06983 
VANIEK,  A 

06635 
WARCHOL,  JB 

06330 
WARRICK,  MW 

061t01i* 
WA3IAK,    J 

06659 
WAS0W3KI,  J 

06652 
WASS,  M 

063kk* 


WASUNNA,  AEO 

06710 
WATANABE,  T 

06673 
WATERS,  L 

061iU7* 
WATKINS,    QL 

07135 
WATNE,  AL 

069911 
WATSON.  DV 

06916* 
WAY,  LW 

06315 
WEAKLEY,  FL 

07156* 
WEBER,  PM 

07025 
WEBSTER,  A 

06589 
WEBSTER,  HL 

06512* 
WEEKE.  B 

07088* 
WEEKS,  RS 

06571« 
WEIL,  PH 

07195 
WEINER.  M 

06738* 
WEINERTH,  JL 

06532* 
WEINIO.  E 

06325 
WELCH,  RQ 

06770 
WELLS,  RF 

07066 
WELLS,  TR 

06958* 
WELTE,  W 

07108* 
WENQER.  J 

O668I1* 
WENZEL.  HJ 

0662U 
WESTERQAARD,  K 

O7O88* 
WHEDON,  QD 

O7III1* 
WHEELER,  S« 

06302* 
WHITE,  RR 

06802 
WHITEHEAD,  R 

06699*  O691I1* 
WHITMORE.  JT 

0702)1 
WILKINSON,  P 

0635U* 
WILLEMS,  0 

06U15* 
WILLIAMS,  AW 

067U7 
WILLIAMS,  RA 

06532* 
WILLIAMS,  RO 

06758 
WILLOUOHBY.  JMT 

06601* 
WILSON.  CE 

06753 
WILSON,  SD 

06567* 
WILSON.  WJ 

06838* 
WINAWER,  SJ 

06309* 
WINKEL,  P 

07091* 
WINKLER,  L 

06327 
WINSLOW,  PR 

06668 
WIRTZ,  RD 

06972* 
WITTE,  3 

06706 
WITTMANN.  W 

06815* 
WOHLRAB,  H 

061;90 

WOLF,  BS 

06675 


WOLFE,  HJ 

06989 
WOLFF,  HO 

069bl 
WOLFF,  R 

06910 
WOOD,  DE 

06963 
WOOD.  RFM 

06863 
WOODMAN,  DD 

068112 
WOODWARD.    ER 

06378* 
WORMAN.  LW 

06567* 
WORMSLEY.  KG 

06508* 
WRIGHT,  SO 

07202 
WYSOOKI,  J 

07065 

YABUTA,  K 

07198 
YADOO,  S 

0681i7      068U8 

06851  06853 
YAMADA,  S 

O7OI1I* 
YASUDA,    K 

06308* 
YAYA,    HO 

07200 
YONKE,  BP 

06553 
YOSHIKAWA,  K 

06720 
YOSHIKAWA,  M 

06611* 
YOUNG,  DL 

061i58* 
YOUNGER,    RK 

0671i3* 

ZAKHAROV.    EI 

06665 
ZALECH,  H 

06730 
ZALOGA,  K 

06859 
ZAITA,  JP 

07013 
ZAMAN,  V 

07198* 
ZANELLI,  Q 

06767 
ZBORALSKE,  FF 

06522 
ZBORNIK,  RC 

06877 
ZHUKOV,  BP 

06722 
ZILVEHSMIT,  DB 

063311 
ZIMNICKI,    Z 

O6635 
ZUBOVSKII,  GA 

06565 
ZUFAROV,  KA 

06781( 
ZUIDEMA,  QD 

07113* 
ZURETTI,  MF 

06331 
ZYSS.  R 

06!i79 


068U9   06650 
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0700«      07123      0711l3      07181      07196 


ABDOMEN    ANQINA 

SEE      MESENTERY    VASCULAR    DISEASES 
ABDOMEN    ANOIOGRAPHY 

0«51i5      0651i7      0«51i8 
ABDOMEN    ANOMALIES 

07177 
ABDOMEN  DIAGNOSIS 

07151* 
ABDOMEN  DIAGNOSIS, ACUTE 

0651t3 
ABDOMEN  ENDOSCOPK 

07171i 
ABDOMEN  HERNIA 

06860 
ABDOMEN  INFECTIONS 

SEE   PERITONITIS 
ABDOMEN  NEOPLASMS 

069U6 
ABDOMEN  PARACENTESIS 

SEE   ABDOMEN  DIAGNOSIS 
ABDOMEN  PERFORATION 

07195 
ABDOMEN  RADIOLOGY 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
06US3*  07162   07195 
ABDOMEN  SUPGERV 
07158   07177 
ABDOMEN  TRAUMA 

06583   06768 
ABDOMEN  TRAUMA  IN  CHILDREN 

06790 
ABDOMEN  TREATMENT 

07195   07196 
ABDOMEN, ACUTE 

07162   071711 
ABSCESSES, LIVER 

06967* 
ABSORPTION  IN  CHILDREN 

06813* 
ABSORPTION  STUDY  TECHNIQUES 

06355 
ABSORPTION, AGE  EFFECTS  ON 

0631il*  06350*  06913* 
ABSORPTION. AMINO  ACID 

063Uli*  06362   06363 
ABSORPTION. CALCIUM 

06611* 
ABSORPTION. CARBOHYDRATE 

06812* 
ABSORPTION. CHLORIDE 

06817* 
ABSORPTION. COPPER 

07039* 
ABSORPTION. DRUG 

063U8* 
ABSORPTION. DRUG  EFFECTS  ON 

063U8* 
ABSORPTION. ELECTROLYTE 

0631i6» 
ABSORPTION. FAT 

0631i5*  O6SI1I*  06827   0691i7 
ABSORPTION. FOLIC  ACID 

063U9* 
ABSORPTION. GLUCOSE 

0631t3*  O636I1 
ABSORPTION. IRON 

06351*  06358   06359   06739* 
ABSORPTION, LACTOSE 

06815* 
ABSORPTION. LARGE  INTESTINE 

063li7*  06353*  06365 
ABSORPTION. LIPID 

O63I1I* 
ABSORPTION, SMALL  INTESTINE 

063U3*  0631iU*  O63I16*  063U7*  06352*  06360 
ABSORPTION. STOMACH 

063U1* 
ABSORPTION. VITAMIN 

07106* 
ABSORPTION. VITAMIN  B12 

063S0* 
ABSORPTION. WATER 

06365 
ACETYLCHOLINE 

06368*  0637li* 
ACID  SECRETION. STOMACH 

06L01*  06U02*  061i03*  06U0U*  O6UOS*  061i06»  061i07< 
06k09*  061il9   061i20   061i22   06669   067U5* 
ACID  SYNTHESIS, LIVER  NUCLEIC 

061t62* 
ACUTE  ABDOMEN 

07162   0717I1 
ACUTE  ABDOMEN  DIAGNOSIS 
065ll3 


OOACUTE  APPENDICITIS 
07037 
ACUTE  HEPATITIS 

O705I1* 
ACUTE  PANCREATITIS 

0691i9*  06951*  06952*  06953*  07035 
ACUTE  PANCREATITIS  ETIOLOGY 

06950*  06952* 
ADHESIONS 

06736*  07158 
ADRENERGIC  AGENTS 

061i26*  061i27*  07105* 
AFFERENT  LOOP  SYNDROME, GASTRECTOMY-INDUCED 

066511 
AFLATOXIN 

SEE   STOMACH  CARCINOGENESIS 
AGE  EFFECTS  ON  ABSORPTION 

0631il»  06350»  06813* 
AGE  EFFECTS  ON  LTVER 

06327   061i71   O6I187 
AGE  EFFECTS  ON  PANCREAS 

06317   061j28 
AGE  EFFECTS  ON  SMALL  INTESTINE 

063U7* 
AGE  FACTORS 

06798* 
AGE  FACTORS  IN  CANCER 

06616*  06621* 
AGE  FACTORS  IN  ULCERS 

06682* 


000000000000 


061i08» 


LIVER 
06335      061ill*    061tlln 

FATTY  LIVER 
PANCREATITIS 


ON    LIVER 

0701iO»    0701i5 
ON    PANCREAS 


IMMUNOLOGY 


EFFECTS  ON  LIVER 


ALBUMIN 
SEE  ALSO 
06328 
ALCOHOL 
SEE  ALSO 
SEE  ALSO 
0701iO» 
ALCOHOL  EFFECTS 
061ik5*  07028 
ALCOHOL  EFFECTS 

0701lO» 
ALCOHOL  IN  CIRRHOSIS 

07090*  07099 
ALCOHOL  METABOLISM 

O6I1I1O* 
ALKALINE  PHOSPHATASE 

0651lO* 

ALLERGIES 

SEE  ALSO 

06823 

AMEBIASIS 

07019 
AMEBIASIS 

07199 
AMEBIASIS  TREATMENT 

07169 
AMINO  ACID  ABSORPTION 

063lili*  06362   06363 
AMINO  ACID  METABOLISM, LIVER 

06332   061i98 
AMINO  ACIDS 

061i32*  06513*  070811* 
AMINOPEPTIDASE, LEUCINE 

07II18* 
AMMONIA 

07161 
AMPULLA  OF  VATER 

07129 
AMYLASE 
SEE  ALSO   PANCREAS 
07015 
ANASTOMOSIS 

06755 

ANEMIA 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

06Ullli*    06819* 
ANEMIA, APLASTIC 

07067 
ANEMIA, HEMOLYTIC 

0701tli 
ANEMIA, IRON-DEFICIENCY 

06669 
ANEMIA, PERNICIOUS 

0652li» 
ANESTHESIA 

06592   06721 
ANESTHETICS  IN  LIVER  INJURIES 

O7OI1I1 
ANEURYSMS, AORTIC 

0671l9 
ANGINA, ABDOMEN 
SEE   MESENTERY  VASCULAR  DISEASES 


061i25*  06U611*  06606» 


07100 


FOLIC  ACID 
LIVER  DISEASES 
VITAMIN  B12 


i 


ANQIOORAPHY 

06565 
ANOIOORAPHY  IN  OAHCER  SIAQNOSIS 

06557  07107» 
ANaiOORAPHV, ABDOMEN 

065ii5     065b7     0651iB 
ANaiOORAPHY, BILIARY   TRAOI 

0711S 
ANQIOORAPHY, OASTROINTESTINAt 

065U9   071S6« 
ANQIOORAPHY, LARQS  INTESTINE 

06875 
ANOIOORAPHY, LIVER 

06S29«  06978   06979   06983   07127 
ANQIOORAPHY, MESENTERY 

06S29«  06S57 
ANOIOORAPHY, PANCREAS 

06930  06931 
ANOIOORAPHY, SMALL  INTESTINE 

06772 
ANQIOORAPHY, STOMACH 

06630 
ANOMALIES, ABDOMEN 

07177 
ANOMALIES, BILIARY  TRACT 

07126   07136   0711l2 
ANOMALIES, CONQENITAL 

06590   06776   06817»  06819*  06839*  06871i 

06975*  07125   07136 
ANOMALIES, QALLBLADDER 

07125   07127 
ANOMALIES, QASTROINTESTINAL 

07170 
ANOMALIES, LAROI  INTESTINE 

06898 
ANOMALIES, LIVER 

07007 
ANOMALIES, MESENTERY 

0651lS 
ANOMALIES. PANCREAS 

06926*  0691*0 
ANOMALIES, RECTUM 

06851   06896 
ANTACIDS 

0631i8* 
ANTIBIOTICS 

06U51l*  O6I183   07180 
ANTIBODY, QASTRIC  PARIETAL-CELL 

06609* 
ANTIEMETICS 

SEE   VOMITING 
ANTISPASMODICS 

06381 
ANTRECTOMY 

06688* 
ANUS  CANCER 

0681i7 
ANUS    riSSUPES 

06870 
ANUS  IN  CHILDREN 

06892   06901  ■ 
ANUS  SPHINCTER 

06692 
ANUS  SUHQERY 

06870   06901 
AORTIC  ANEURYSMS 

0671i9 
APLASTIC  ANEMIA 

07067 
APPENDECTOMY 

06886 
APPENDICITIS 

06658 
APPENDICITIS  IN  CHILDREN 

06900   07203 
APPENDICITIS. ACUTE 

07037 
APPENDIX 

0685U   O688I1   06901l 
APPENDIX  SURGERY 

O66SI1 
APPETITE 

06382 
ASCITES 
SEE  ALSO   CIRRHOSIS 

O7I6I1 
ASCITES  IN  CIRRHOSIS 

07099 
ATHEROSCLEROSIS 

07102 
ATRESIA, BILIARY  TRACT 

06968*  07108*  07117 
ATRESIA, ESOPHAGUS 

0659U 


ATROPHIC  GASTRITIS 

06610* 
ATROPINE 

06mo* 

BACTERIAL  TOXINS 

06506*  07152* 
BALANCE  STUDIES, METABOLIC 

0635U*  06819* 
BENIGN  DUODENUM  NEOPLASMS 

067U8 
BENIGN  ESOPHAGUS  NEOPLASMS 

0657U 
BENIGN  QALLBLADDER  NEOPLASMS 

071U1 
BENIGN  PANCREAS  NEOPLASMS 

06935  069U3 
BENIGN  RECTUM  NEOPLASMS 

06850   06853 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

06751  06787 
BENIGN  STOMACH  NEOPLASMS 

06632   O66I1O   066U3 
BEZOARS 

06627 
BILE  ACID  METABOLISM 

06)137* 
06926*  06962*    BILE  ACIDS 

06695*  07017 
BILE  COMPOSITION 

061i91t   07109*  07130 
BILE  DUCT, COMMON 

07110*  O7II12 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSO   CHOLESTASIS 

06511* 
BILE  PIGMENTS  IN  JAUNDICE, SERUM 

0696U* 
BILE  SALTS 

06U2U*  06U25*  06lt63*  O68II*  06915* 
BILE  SECRETION 

061ili6*  06UU8*  06Uli9*  061i50*  061;52*  06U63*  06U73   06i80 

061;96   06508*  07095   0710U* 
BILE  SECRETION, DRUG  EFFECTS  ON 

06U65* 
BILIARY  DISEASE  DIAGNOSIS 

06998 
BILIARY  DISEASE  ETIOLOGY 

07117 
BILIARY  DISEASE  IN  CHILDREN 

07106* 
BILIARY  TRACT 
SEE   CHOLEOYSTITIS 
SEE   CHOLELITHIASIS 
BILIARY  TRACT  ANGIOGRAPHY 

07115 
BILIARY  TRACT  ANOMALIES 

07126   07136   071U2 
BILIARY  TRACT  ATRESIA 

06968*  07108*  07117 
BILIARY  TRACT  CIRCULATION 

07126 
BILIARY  TRACT  CYSTS 

06962*  07136 
BILIARY  TRACT  DIAGNOSIS 

06532*  07108*  07129 
BILIARY  TRACT  DISEASE 

07113* 
BILIARY  TRACT  DISEASES 

06950*  07015   07026 
BILIARY  TRACT  FISTULAS 

07131 
BILIARY  TRACT  HISTOLOGY 

06335   07121 
BILIARY  TRACT  MICROORGANISMS 

07133 
BILIARY  TRACT  MOTILITY 

06395   06396   06397   061iS2*  0710U*  07105* 
BILIARY  TRACT  NEOPLASMS. MALIGNANT 

07107* 
BILIARY  TRACT  OBSTRUCTION 

07106*  07I2I1   071U7   0711*8* 
BILIARY  TRACT  RADIOLOGY 

SEE   BILIARY  DISEASE  DIAGNOSIS 
BILIARY  TRACT  SURGERY 

06693*  06972*  06973*  07108*  07113*  07121i   07135   07139 

0711iS 
BILIARY  TRACT  TRAUMA 

07139   071U3 
BILIARY  TRACT. DISEASES  ASSOCIATED  WITH 

06950*  07113* 
BILIARY  TRACT. DRUG  EFFECTS  ON 

06379*  06396   06397   061i83   07110* 


I 


I 


06990   07020 
06911l» 


06699* 


067U8 
07171 


0671i9 
07179 


BILIARY  TRACT, DBUQ  TREATMENT  OF 

07105*  07133 
BILIRUBIN 

O6I1.US*  06US5*  06U6!i*  061i93   06532* 
BILIRUBIN  METABOLISM 

0711(0 
BIOCHEMISTRY. SMALL  INTESTINE 

O636I1 
BIOCHEMISTY, LIVER 

06S39* 
BIOPSY, LIVER 

06536*  0698U 
BIOPSY. RECTUM 

06839*  06856 
BIOPSY, STOMACH 

06676   06676 
BLEEDING 

SEE   ESOPHAGUS  VARICES 
BLEEDING  DIAGNOSIS 

068U2 
BLEEDING  DIAGNOSIS. ENDOSCOPY  IN 

06569* 
BLEEDING  PEPTIC  ULCERS 

06730   06732 
BLEEDING  TREATMENT 

06568*  06569*  06612*  o681jl«  07171 
BLEEDINQ, GASTROINTESTINAL 

065U9   06569*  06599   06656 

06895   07138   07156*  07161 
BLEEDING, STOMACH 

06613* 
BLIND  LOOP  SYNDROME 

067SS 
BLOOD  COAGULATION 

06726   06900 
BLOOD  GROUP  GENETIC  RELATIONSHIPS 

07155* 
BLOOD  GROUP  SECRETOR  STATUS 

06399* 
BLOOD  GROUPS 

06616* 
BONE  DISEASES, GASTRECTOMY-INDUCED 

06611* 
BRADYKININ 

O6389 
BUDD-CHIARl  SYNDROME 

07002 


CALCIUM  ABSORPTION 

06611* 
CALCIUM  METABOLISM 

06611* 
CALCULI, PANCREAS 

0«91ll   07138 
CANCER  CHEMOTHERAPY 

06666   06971*  07157 
CANCER  DIAGNOSIS 

06677   06719   O6838*  068U8   06927*  07023 
CANCER  DIAGNOSIS. ANGIOGRAPHY  IN 

065S7   07107* 
CANCER  DIAGNOSIS. ENDOSCOPY  IN 

06668 
CANCER  DIAGNOSIS. RADIOLOGY  IN 

06561   06687*  06909   06979 
CANCER  EPIDEMIOLOGY 

06666   06667   O683U* 
CANCER  PATHOLOGY 

0676U   06767   06871 
CANCER  SURGERY 

06582 
CANCER  SURVIVAL  RATES 

06971* 
CANCER  TREATMENT 

06657   06660 
CANCER  TREATMENT. RADIOTHERAPY  IN 

06933 
CANCER, AGE  FACTORS  IN 

06616*  06621* 
CANCER, ANUS 

0681i7 
CANCER, CLINICAL  STUDIES  OF 

066eU« 
CANCER, DISEASES  ASSOCIATED  VITH 

06833* 
CANCER, ESOPHAGUS 

06581   06582   066011 
CANCER, GALLBLADDER 

07115 
CANCER, GASTROINTESTINAL 

06666   07157 
CANCER, LARGE  INTESTINE 

0683U*  06867   06909 
CANCER, LIVER 

0651i0»  06560   06763   O6996   07005   07023  071S7 


06996   07107* 


O68I1I*  06890 
07167 


06903 


06621* 
06667 


06632 
06666 


06812* 


O6SO3 


06863   06996 


06825 
SYSTEM 


06830 


SEE 

TOXIC 

EFFECTS 

ON 

ESOPHAGUS 

SEE 

TOXIC 

EFFECTS 

ON 

GASTROINTESTINAL 

SEE 

TOXIC 

EFFECTS 

ON 

LIVER 

SEE 

TOXIC 

EFFECTS 

ON 

SMALL  INTESTINE 

SEE 

TOXIC 

EFFECTS 

ON 

STOMACH 

CANCER, METASTATIC 

065U0*  06558   06993 
CANCER, PANCREAS 

06528*  06535*  06933 
CANCER, RECTUM 

068311*    O689I1 
CANCER, STOMACH 

06607*  O66IO*  06616* 

06660   06661   06661t 
CARBOHYDRATE  ABSORPTION 

06812* 
CARBOHYDRATE  METABOLISM 

06513*  066U5   0666U 
CARBOHYDRATE  METABOLISM. LIVER 

06U39*   06U66*   O6I18I      061(88 
CARBOHYDRATES 

061(62* 
CARCINOGENESIS, STOMACH 

06608* 
CARCINOID 

06903 
CAPCINOID  SYNDROME 
SEE   CARCINOIDS 
SEE   SEROTONIN 
CARCINOIDS 

06650   06763   06771 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

06595   06779   O683I   06939 
CATHARTICS 

SEE   LAXATIVES 
CECUM 

067U1* 
CELIAC  DISEASE 

06811(»  06822 
CENTRAL  NERVOUS 

06367* 
CHEMICAL  COMPOSITION, LIVER 

061(35*  061(1(1*  06961* 
CHEMICAL  COMPOSITION, STOMACH 

06618* 
CHEMICAL  TOXINS 
SEE  TOXIC  EFF 
SEE  TOXIC  EFF 
SEE  TOXIC  EFF 
SEE  TOXIC  EFF 
SEE  TOXIC  EFF 
CHEMOTHERAPY, CANCER 

06666   06971*  07157 
CHILDREN, ABDOMEN  TRAUMA  IN 

06790 
CHILDREN, ABSORPTION  IN 

06813* 
CHILDREN, ANUS  IN 

06892   06901 
CHILDREN, APPENDICITIS  IN 

06900   07203 
CHILDREN, BILIARY  DISEASE  IN 

07106* 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

06778   06812#  07150* 
CHILDREN, ENTERITIS  IN 

0671(6*  06785   06803   06821 
CHILDREN, ENTEROCOLITIS  IN 

0715U* 
CHILDREN, ESOPHAGUS  IN 

06360   06573   06600 
CHILDREN, GASTROINTESTINAL  DISEASES  IN 

07160 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

07175 
CHILDREN, HEPATITIS  IN 

07051* 
CHILDREN, JAUNDICE  IN 

07021 
CHILDREN, LARGE  INTESTINE  IN 

06SUU   07191 
CHILDREN, LIVER  DISEASES  IN 

06956*  06960*  06967*  06968* 
CHILDREN, MALABSORPTION  IN 

06616*  06822   06827 
CHILDREN, PARASITIC  DISEASES  IN 

07203 
CHILDREN, PORTAL  HYPERTENSION  IN 

07010 
CHILDREN, RECTUM  IN 

06856   06883   06888   06902 
CHILDREN, SMALL  INTESTINE  IN 

065U1(  06769  06820  07191 
CHILDREN, STOMACH  IN 

06626 
CHILDREN, ULCERATIVE  COLITIS  IN 

06919« 


0661(7 
0667U 


06655 
06677 


06657 
06681(* 


07009   070S3* 


TRACT 


otecOMBjywT'ST- 


CHILDRIN, VIRAL  HEPATITIS  IN 

07075 
CHILDREN. VOMITING  IN 

0«590 
CHLORIDE  ABSORPTION 

06617* 
CHLORIDE  METABOLISM 

071SO« 
CHOLANQIOORAPHY 

06SS1   065S3   0«SSll   07119   07120   07122   07132 
CHOLANGITIS 

0«973«  0711« 
CHOLECYSTECTOMY 
SEE  ALSO   QAIIBIADBER  SURGERY 

o7no#  07ms 

CHOLECYSTITIS 

07130 
CHOLECYSTITIS  DIAGNOSIS 

071311 
CHOLECYSTOGRAPHY 

07103* 
CHOLECYSTOKININ 

06378*  O6I1O6* 
CHOLEDOCHOLITHIASIS 

0710s* 
CHOLELITHIASIS 

069SO*  07109*  07111*  07137  07Ulh 
CHOLELITHIASIS  DIAGNOSIS 

07118 
CHOLELITHIASIS  EPIDEMIOLOGY 

07112*  071U6 
CHOLELITHIASIS  ETIOLOGY 

07112* 
CHOLERA 

06S06*  071S2*  07188   07189   07192   07193 
CHOLERETIC  AGENTS 

06321*   061i50* 
CHOLESTASIS 

061ili2»  06998   07000   07017   07121 
CHOLESTEROL 
SEE  ALSO   HORMONAL  CONTROL  OF  GALLBLADDER 
SEE  ALSO   LIVER  METABOLISM 

O7IUI1 
CHOLESTEROL  METABOLISM 

061*23* 
CHOLESTEROL  METABOLISM, LIVER 

061*37*   061*70     061i7S 
CHOLESTEROL, SERUM 

07009 
CHRONIC  HEPATITIS 

07051**  07081   07061**  07085   07066   07087 
CHRONIC  PANCREATITIS 

069U8*  06951*   0695S   07033   0703I* 
CIRCADIAN  RHYTHM 

061(611 
CIRCULATION  IN  JAUNDICE 

06961** 
CIRCULATION  STUDY  TE0HNI8UES,GASTOINTESTINAL 

06S19* 
CIRCULATION, BILIARY  TRACT 

07126 
CIRCULATION, ESOPHAGUS 

06522   06585 
CIRCULATION, GALLBLADDER 

O6377* 
CIRCULATION, GASTROINTESTINAL 

061*53* 
CIRCULATION, LARGE  INTESTINE 

06353*  06S17* 
CIRCULATION, LIVER 

06319   06336   063U0   06516*  O6SI6*  06S20   06959*  06982 

06991   0701*3*  0711*3 
CIRCULATION, MESENTERY 

06521   06765 
CIRCULATION, PANCREAS 

061*27*  07035 
CIRCULATION, PORTAL 

06U53*  06516*  06529*  07022 
CIRCULATION, SMALL  INTESTINE 

06517* 
CIRCULATION, STOMACH 

061t01t*  06519* 
CIRRHOSIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


ASCITES 

ESOPHAGUS  VARICES 
LIVER  COMA 
PORTAL  HYPERTENSION 
07089*  07090*  07091*  07093*  07091**  07095 
CIRRHOSIS  DIAGNOSIS 

06979   06981 
CIRRHOSIS  TREATMENT 

07088*  07097 
CIRRHOSIS, ALCOHOL  IN 
07090*  07099 


07096 


CIRRHOSIS, ASCITES  IN 

07099 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

07101   07102 
CIRRHOSIS. ELECTROLYTE  METABOLISM  IN 

07092* 
CIRRHOSIS. EXPERIMENTAL 

07038* 
CIRRHOSIS. METABOLIC  CHANGES  IN 

07092* 
CIRRHOSIS. WATER  METABOLISM  IN 

07092* 
COLITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSO   REGIONAL  ENTERITIS 

0663S*  0687S   06893 
COLITIS  DIAGNOSIS. ULCERATIVE 

06923 
COLITIS  IMMUNOLOGY. ULCERATIVE 

06918* 
COLITIS  IN  CHILDREN. ULCERATIVE 

O69I9* 
COLITIS  TREATMENT. ULCERATIVE 

06917* 
COLITIS. DRUG  TREATMENT  OF  ULCERATIVE 

O69IS*  06919*  06921* 
COLITIS. GRANULOMATOUS 

SEE   CR0HN3  DISEASE  OF  COLON 
COLITIS. IMMUNOLOGY  IN  ULCERATIVE 

06916* 
COLITIS. ULCERATIVE 

06801*  06891   06911**  06915*  06916*  06917*  06918*  06920 

06921 
COLON  RUPTURE 

06661 
COLON. CROHNS  DISEASE  OF 

06832*  06918* 
COLOSTOMY 

0681*3   066U9   06861   0719U 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

06969*  06999 
COMMON  BILE  DUCT 

07110*  0711*2 
CONGENITAL  ANOMALIES 

06590   06776   06817*  06819*  06639*  06871*   06926*  06962 

06975*  0712s   07136 
CONSTIPATION 

O7I83 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

07050* 
COPPER  ABSORPTION 

07039* 
COPPER  EXCRETION 

07025 
COPPER  METABOLISM 

06957* 
COPPER  METABOLISM, LIVER 

07025   07039* 
CORTICOSTEROIDS 

0631U*  061*51*  061*58*  061t62*  06801*  07097 
CROHNS  DISEASE 

06796*  06799*  06600*  06801*  06603   O660I*   06605   O6806 

06608   06609   06610 
CROHNS  DISEASE  OF  COLON 

06632*  06918* 
CRYOSURGERY 

06970* 
CYSTADENOMA 

0691*3 
CYSTIC  FIBROSIS 
SEE  ALSO   MUCOVISCIDOSIS 

06751* 
CYSTS, BILIARY  TRACT 

06962*  07136 
CYSTS, GALLBLADDER 

07128 
CYSTS, LIVER 

06958*  06962* 
CYSTS. MESENTERY 

07167   07176 
CYSTS, PANCREAS 

06937 

D-XYLOSE  IN  MALABSORPTION  DIAGNOSIS 

06816* 
DEFECATION 

06391*   0681*0*  06652 
DEGLUTITION 

06380   06573 
DIABETES  MELLITUS 

06925*  0711U* 


DIAIYSIS 

06351* 
DIAPHRAGM 

SEE   HIATUS  HERNIA 
DIARRHEA 

0«515   P71lj9*  07153*  07180   07ieu 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 

06778   06812*  071S0* 
DIARRHEA  TREATMENT 

071811 
DIETARY  DEFICIENCIES 

061t39»  061iUl*  061ilie»  061i72   061i99   07197 
DIETARY  FACTORS 

06351*  06366*  06U15*  061il7*  06503   0651li*  06775   06932 

07109*  07112*  07111i« 
DIETARY  MALABSORPTION  TREATMENT 

06818*  06827 
DIETETIC  THERAPY 

06821   069U7 
DIGESTION 

SEE   PANCREAS 
DIGESTION. PROTEIN 

061illl* 
DILATATION. STOMACH 

066U6 
DISEASES  ASSOCIATED  WITH  BILIARY  TRACT 

06950*  07113* 
DISEASES  ASSOCIATED  WITH  CANCER 

06833* 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

07101   07102 
DISEASES  ASSOCIATED  HUH  ESOPHAGUS 

06580   06591 
DISEASES  ASSOCIATED  WITH  GASTRECTOMY 

06683* 
DISEASES  ASSOCIATED  WITH  GASTRITIS 

06638 
DISEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

07178 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

07085 
DISEASES  ASSOCIATED  WITH  LIVER 

06988   06989 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

06951* 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCER 

06627 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

06965* 
DISEASES  ASSOCIATED  WITH  STOMACH 

O66I18   06661 
DISEASES  ASSOCIATED  WITH  ULCERS 

06731 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

07053*  07079 
DISEASES  IN  CHILDREN. GASTROINTESTINAL 

07160 
DISEASES  IN  CHILDREN. LIVER 

06958*  06960*  06967*  06968* 
DISEASES  IN  CHILDREN. PARASITIC 

07203 
DISORDERS, STOMACH  SECRETION 

065211* 
DIVERTICULA, DUODENUM 

06781   O679I1 
DIVERTICULA, LARGE  INTESTINE 

O68I1I*  0686U   06866   06876   06906 
DIVERTICULA, SMALL  INTESTINE 

06760 
DIVERTICULUM, MECKELS 

06783   06796 
DRUG  ABSORPTION 

063U8* 
DRUG  EFFECTS  ON  ABSORPTION 

O63I18* 
DRUG  EFFECTS  ON  BILE  SECRETION 

06U6S* 
DRUG  EFFECTS  ON  BILIARY  TRACT 

O6379*  06396   06397   O6U83   07110* 
DRUG  EFFECTS  ON  ESOPHAGUS 

06361 
DRUG  EFFECTS  ON  GALLBLADDER 

06377* 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

07166 
DRUG  EFFECTS  ON  LIVER 

06UU0*  061(61.  061i63»  06U78   07016   07032   070lll«  070ll2# 

0701(3*  0701(7 
DRUG  EFFECTS  ON  MOTILITY 

06370*  0637S*  06390   O639I   06395 
DRUG  EFFECTS  ON  PANCREAS 

061(26*  06932 


DRUG  EFFECTS  ON  SALIVARY  GLANDS 

O63O3* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

06370*  06371*  06390   06697* 
DRUG  EFFECTS  ON  STOMACH 

0631(6*  06619*  O66I1I   06698* 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

061(01*  061(05*  061(09*  061(10*  061(20   06690*  06696*  0670U 
DRUG  METABOLISM 

061(1(9* 
DRUG  METABOLISM, LIVER 

061(1(2*   061(1(6*   061(U7*   061il(8*   061(56*   06li57»   061(93     061(95 
DRUG   TREATMENT    OF    BILIARY    TRACT 

07105*  07133 
DRUG  TREATMENT  OF  LIVER 

06957*  07019 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

06686*  06706 
DRUG  TREATMENT  OF  STOMACH 

06626 
DRUG  TREATMENT  OF  ULCERATIVE  COLITIS 

06915*  06919*  06921( 
DRUG  TREATMENT  OF  ULCERS 

06690*  06696* 
DPUG-INDUCED  LIVER  INJURIES 

07038*  0701(3*  0701(8 
DRUG-INDUCED  ULCERS 

06697* 
DRUGS  IN  LIVER  INJURIES. CONTRACEPTIVE 

07050* 
DUMPING  SYNDROME. GASTHECTOMY-INDUCED 

O66I7* 
DUODENITIS 

06777 
DUODENUM  DIVERTICULA 

06781   0679U 
DUODENUM  NEOPLASMS, BENIGN 

0671(8 
DUODENUM  NEOPLASMS, MALIGNANT 

06791 
DUODENUM  ULCERS 

06688*  06689*  06690*  06696*  06700*  06701*  06703   06701( 

06707   06711(   06720   06729   0673U 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   AMEBIASIS 

07163 
DYSENTERY  DIAGNOSIS 

07169 
DYSENTERY  EPIDEMIOLOGY 

07165 
DYSENTERY  TREATMENT 

07172 

ELECTROLYTE  ABSORPTION 

063U6* 
ELECTROLYTE  METABOLISM 

06506*  07185 
ELECTROLYTE  METABOLISM  IN  CIRRHOSIS 

07092* 
ELECTROLYTE  METABOLISM  IN  GASTROINTESTINAL  TRACT 

06356 
ELECTROLYTES, SERUM 

06722   06760 
ELECTROPHORESIS 

07069   O7O82 
ELECTROPHYSIOLOGY 

063U2*  06366*  06367*  06368*  06371*  06372*  06373*  061(27* 
EMESIS 

SEE   VOMITING 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

06569* 
ENDOSCOPY  IN  CANCER  DIAGNOSIS 

06668 
ENDOSCOPY. ABDOMEN 

0717U 
ENDOSCOPY, ESOPHAGUS 

06596 
ENDOSCOPY, LARGE  INTESTINE 

06530* 
ENDOSCOPY, RECTUM 

06910 
ENDOSCOPY, STOMACH 

06651   06678   06679 
ENTERITIS 
SEE  ALSO 

06773 


COLITIS 
07168 
ENTERITIS  IN  CHILDREN 

0671(6*  06785   O68O3 
ENTERITIS. REGIONAL 

0671l6* 
ENTEROCHROMAFFIN    CELLS 
0691II* 


06S21 


AMY1A3E 

PANCREAS  SECRETION 

PHOSPHATASES 

STOMACH  SECRETION 


ENTEROCOLITIS 
SEE   COLITIS 
ENTEROCOLITIS  DIAGNOSIS 

071Sli» 
ENTEROCOLITIS  IN  CHILEREN 

071SU* 
ENTEROCOLITIS  NECROTICANS 

071S1;» 
ENTEROCOLITIS, PSEUDOMEMBRANOUS 

07186 
ENTEROKINASE 

06308* 
ENTEROPATHY, PROTEIN-LOSING 

066211 

ENZYMES 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

07037 
ENZYMES, LARGE  INTESTINE 

06311*  06512* 
ENZYMES, LIVER 

06331      06332      06333      06U32«    06U39*   061ili0*   06UUll«    061iSl* 

06ltS7«   06I1S8*   o61i61«    061i67      06U7U      0«U86      06U92      06S13* 

06538*  07029   O703C 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 

06mi3*  06526*  06SS6   0*980 
ENZYMES, PANCREAS 

06U17*  061i23* 
ENZYMES, SERUM 

07011   070911* 
ENZYMES, SMALL  INTESTINE 

06308*  06310*  06311*  06339   06S07*  06512*  06513*  07091i* 

07188 
ENZYMES, STOMACH 

06m7* 
ENZYMES, URINARY 

06619* 
ESCHERICHIA  COLI 

0711l9»  07153*  07168 
ESOPHAOITIS 

06567* 
ESOPHAGUS 
SEE   HERNIA 
SEE   HIATUS  HERNIA 
ESOPHAGUS  ATRESIA 

065911 
ESOPHAGUS  CANCER 

06581   06582   O66OI1 
ESOPHAGUS  CIRCULATION 

06522   06585 
ESOPHAGUS  DIAGNOSIS 

06570*  06602 


06603 


06563 
ESOPHAGUS  ENDOSCOPY 

06596 
ESOPHAGUS  HISTOLOGY 

06571* 
ESOPHAGUS  IN  CHILDREN 

O638O   06573   06600 
ESOPHAGUS  INJURIES 

06571* 
ESOPHAGUS  MANOMETRY 

06589 
ESOPHAGUS  MOTILITY 

06605 
ESOPHAGUS  NEOPLASMS, BENIGN 

06S71i 
ESOPHAGUS  OBSTRUCTION 

06586 
ESOPHAGUS  PERFORATION 

06596 
ESOPHAGUS  RADIOLOGY 

06537*  06575   06576 
ESOPHAGUS  REFLUX 

0658^   06602 
ESOPHAGUS  RUPTURE 

06570* 
ESOPHAGUS  STRICTURE 

06598 
ESOPHAGUS  SURGERY 

06576  06577   0658)1 
ESOPHAGUS  TREATMENT 

06570* 
ESOPHAGUS  VARICES 

06568*  06597   06599 
ESOPHAGUS, DISEASES  ASSOCIATED  WITH 

06580   06591 
ESOPHAGUS, DRUG  EFFECTS  ON 

06381 
ESOPHAGUS, NERVOUS  CONTROL  OF 

06589 


06577   06601   O66OI1   0660S 


06585   06586   06587   06620* 


ESOPHAGUS. TOXIC  EFFECTS  ON 

06571* 
ETHIONINE 

06303* 
ETHNIC  FACTORS 

06329   06569*  C6621*  06682*  06920* 
EXCRETION. COPPER 

07025 
EXPERIMENTAL  CIRRHOSIS 

07038* 
EXPERIMENTAL  HEPATITIS 

07083 
EXPERIMENTAL  PANCREATITIS 

061i30 
EXPERIMENTAL  STUDIES  OF  HEPATITIS 

07061 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

O63OI1*  061*16*  06928* 
EXPERIMENTAL  ULCERS 

06608*  06618*  06619*  06702 

FAMILIAL  DISEASES 

06836*  06960* 
FAT  ABSORPTION 

O63I15*  0651;1*  06827   069U7 
FATS 
SEE   LIPID  ABSORPTION 
SEE   LIVER  LIPID  METABOLISM 
SEE   MALABSORPTION 
FATTY  LIVER 

061tUS*  06960*  06961*  07032   070U2*  07096 
FECES 

06877 
FIBROSIS. CYSTIC 
SEE  ALSO   MUCOVISCIDOSIS 

067SU 
FISSURES. ANUS 

06870 
FISTULAS, BILIARY  TRACT 

07131 
FISTULAS, GASTROINTESTINAL 

06731   07160 
FISTULAS, LARGE  INTESTINE 

06885   06886   06887 
FISTULAS. RECTUM 

068115   06896 
FISTULAS. SMALL  INTESTINE 

06809   07131 
FISTULAS, STOMACH 

06572 
FOLIC  ACID 

06819* 
FOLIC  ACID  ABSORPTION 

063119* 
FOREIGN  BODIES  IN  SMALL  INTESTINE 

06782 
FREEZING  TREATMENT  OF  PEPTIC  ULCERS 

06730 

GALLBLADDER 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
GALLBLADDER  ANOMALIES 

07125   07127 
GALLBLADDER  CANCER 

0711S 
GALLBLADDER  CIRCULATION 

06377* 
GALLBLADDER  CYSTS 

07128 
GALLBLADDER  DIAGNOSIS 

07103*  07132 
GALLBLADDER  DISEASES 

0711U*  07133 
GALLBLADDER  MOTILITY 

06377*  06378* 
GALLBLADDER  NEOPLASMS. BENIGN 

07IUI 
GALLBLADDER  NEOPLASMS. MALIGNANT 

0711tU 
GALLBLADDER  RADIOLOGY 

0653U* 
GALLBLADDER  SURGERY 

07119   O7II1I 
GALLBLADDER  TRAUMA 

07123 
GALLBLADDER. DRUG  EFFECTS  ON 

06377* 
GALLBLADDER. HORMONAL  CONTROL  OF 

06377*  07IOU* 
GARDNERS  SYNDROME 

06897 
GAS 

06511** 


QASTOINTESTINAI  CIRCULATION  STUDY  TECHNIQUES 

06S19» 
OASTOINTESTINAL  NEOPLASMS, MAIIQNANT 

06639 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

06385   06613»  O663S   06636   O6663   06665   06721 
GASTRECTOMY  COMPLICATIONS 

06683*  06723 
OASTRECTOMY-INDUCED  AFFERENT  LOOP  SYNDROME 

066511 
GASTRECTOMY-INDUOED  BONE  DISEASES 

06611* 
GASTEECTOMY-INDUCED  DUMPING  SYNDROME 

06617* 
GASTRECTOMY-INDUCED  METABOLIC  CHANGES 

0661S*  06670 
GASTRECTOMY, DISEASES  ASSOCIATED  WITH 

06683* 
GASTRIC  PARIETAL-CELL  ANTIBODY 

06609* 
GASTRIN 

06306* 
GASTRITIS 

O6638   O66I1B   066S9   06699* 
GASTRITIS, ATROPHIC 

06610* 
GASTRITIS, DISEASES  ASSOCIATED  WITH 

06638 
GASTRODUODENAL  ULCERS 

06705   06710   06711   06718 
GASTROENTERITIS 
SEE   COLITIS 
SEE   ENTERITIS 
GASTROINTESTINAL  ANQICORAPHY 

065U9   07156* 
GASTROINTESTINAL  ANOMALIES 

07170 
GASTROINTESTINAL  BLEEDING 

065k9     06569*   06599     066S6     O67I18      0671i9 

06895   07138   07156*  07161  07171  07179 
GASTROINTESTINAL  CANCER 

06666   07157 
GASTROINTESTINAL  CIRCULATION 

06US3* 
GASTROINTESTINAL  DIAGNOSIS 

06550   06595   06606*  0711i8*  07189 
GASTROINTESTINAL  DISEASE  ETIOLOGY 

07155* 
GASTROINTESTINAL  DISEASES 

06802   07159 
GASTROINTESTINAL  DISEASES  IN  CHILDREN 

07160 
GASTROINTESTINAL  FISTULAS 

06731   07160 
GASTROINTESTINAL  MORPHOLOGY 

06720   07190 
GASTROINTESTINAL  MOTILITY 

06391   06392 
GASTROINTESTINAL  MUCOSA 

06305* 
GASTROINTESTINAL  NEOPLASMS, MALIGNANT 

06527* 
GASTROINTESTINAL  PERFORATION 

07175   07181 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

06527*  C6SI16   067U1;* 
GASTROINTESTINAL  SECRETION 

O6I1I8 
GASTROINTESTINAL  SURGERY 

067U0*  06792   0693U   O69UO 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

07170 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

07175 
GASTROINTESTINAL  TRACT. DISEASES  ASSOCIATED  WITH 

07178 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

07166 
GASTROINTESTINAL  TRACT, ELECTROLYTE  METABOLISM  IN 

06356 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

O70I1O*  07166 
GASTROINTESTINAL  TREATMENT 

SEE   GASTROINTESTINAL  SURGERY 
GASTROINTESTINAL  WATER  METABOLISM 

06356 
OASTROSCOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 

06525*  06607*  06665*  06691i*  07179 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 


0676U 


068U1*  06890 
07187 


GENETIC  RELATIONSHIPS 
CONTINUED 

0661U*  07155* 
GENETIC  RELATIONSHIPS, BLOOD  GROUP 

07155* 
GLUCAGON 

06U0U*  06515   06615* 
GLUCONEOGENESIS 

06U89 
GLUCOSE 

061103* 
GLUCOSE  ABSORPTION 

063113*  O636I1 
GLUCOSE  METABOLISM 

06615* 
GLUCOSE  METABOLISM, LIVER 

06Ua9  06U91  06518* 
GLYCOGEN  METABOLISM. LIVER 

06U8S 
GLYCOGEN  STORAGE  DISEASE 

06995 
GLYCOPROTEINS 

06U11*  06618* 
GNOTOBIOSIS 

07168 
GRANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 

HAMARTOMA 

07007   07156* 
HEMATOMA 

06753   06992   07020 
HEMOBILIA 

0699U 
HEMODIALYSIS 

07039*  07068 
HEMOLYTIC  ANEMIA 

0701lU 
HEMORRHAGIC  PANCREATITIS 

0691l9* 
HEMORRHAGIC  RECTOC0LITI3 

06922 
HEMOSIDEROSIS 

06739* 
HEPATECTOMY 
SEE  ALSO   LIVER  REGENERATION 

06313*   06li59*   061(68      06511* 
HEPATIC    COMA 

SEE   LIVER  COMA 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUDD-CHIARI  SYNDROME 
HEPATITIS 

JAUNDICE 
LIVER 
LIVER  COMA 

,       07018      07OUI1      0701i5 

HEPATITIS  COMPLICATIONS. VIRAL 

07053* 
HEPATITIS  DIAGNOSIS 

06555   06981   070U9* 
HEPATITIS  DIAGNOSIS. VIRAL 

06556 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

07165 
HEPATITIS  IMMUNOLOGY 

06555   070IJ.9*  07051*  07057   07058   07062 

07071   07072   0707U   07077   07078   07081 
HEPATITIS  IMMUNOLOGY, VIRAL 

07052*  0705U*  O706I1   07065   07080 
HEPATITIS  IN  CHILDREN 

07051* 
HEPATITIS  IN  CHILDREN, VIRAL 

07075 
HEPATITIS  IN  PREGNANCY 

07098 
HEPATITIS  TREATMENT 

0708li»  07086   O7O87 
HEPATITIS, ACUTE 

O705I1* 
HEPATITIS. CHRONIC 

070511*  07081   0708li*  07085   07086   07087 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

07085 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

07053*  07079 
HEPATITIS, EXPERIMENTAL 

O7O83 
HEPATITIS, EXPERIMENTAL  STUDIES  OF 

07061 
HEPATITIS, LUPOID 

0701ll* 
HEPATITIS, METABOLIC  CHANGES  IN 

O7O83 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

06987 


07068 
07082 


0704 


^^atd&bi 


07011 
070(51 


07107* 


0688U 


070SO»  07052»  070S3»  0705S*  0705« 
07063   070611   07066   07067   07070 


06576   06579   0658.3   06588   06591   06592 


06578   06579   O6583   06S88   06591   06592 


HEPATITIS, SERUM 

07056   07062   07070 
HEPATITIS, TOXIO 
SEE  ALSO   TOXIC  EFFECTS  ON  IIVER 

070U7 
HEPATITIS, VIRAL 

061iU3«  07008 

07059   07060 

07073   07076 
HEPATOMA 

06986   07013 
HEPATOMEQALY 

06312»  06975*  07026 
HERNIA 

06793   06882 
HERNIA, ABDOMEN 

06860 
HERNIA, HIATUS 

06572   06575 

06600   066UU 
HERNIA, INGUINAL 

06782 
HIATUS  HERNIA 

06572   06575 

06600   066liU 
HISTAMINE 

06U06*  06U08#  06!i09*  06698«  0673!l 
HODGKINS  DISEASE 

06637   07018 
HORMONAL  CONTROL  OF  QALLBIADDER 

06377*  0710U* 
HORMONAL  CONTROL  OF  LIVER 

061t51» 
HORMONAL  CONTROL  OF  MOTILITY 

06373* 
HORMONAL  CONTROL  OF  PANCREAS 

06U26*  06508# 
HORMONAL  CONTROL  OF  SMALL  INTESTINE 

06372*  06389   06S10* 
HORMONAL  CONTROL  OF  STOMACH 

06302*  06383 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

O6I1O5*    06lilO#    06m3# 
HYPERTENSION    DIAGNOSIS, PORTAL 

06978 
HYPERTENSION  IN  CHILDREN. PORTAL 

07010 
HYPERTENSION  SURGERY, PORTAL 

07010 
HYPOCHLORHYDRIA 

06626 
HYPOGLYCEMIA 

06615* 
HYPOTHALAMUS 

06517* 

ICTERUS 
SEE      JAUNDICE 
ILEITIS 

06785 
ILEITIS, REGIONAL        * 

06802      06607 
tLEOSTOMY 

067U1*   0719U 
[LEUS 

SEE    ALSO      LARGE    INTESTINE    OBSTRUCTION 
SEE    ALSO      SMALL    INTESTINE    OBSTRUCTION 

06762      06766      0677S      O678O      069U5 
[LEUS, MECONIUM 

O69I1U 
[MMUNE    REACTIONS 

06799*    06800* 
[MMUN0GL0BULIN3 

O6399*   06609*   06968*   0697U*   07193 
[MMUNOLOOy 

06659      06830      069S6*   07008 
IMMUNOLOGY    IN    ULCERATIVE    COLITIS 

06916* 
[MMUNOSUPPRESSION 

06309*    06929*    07088* 
[NFAPCTION 

SEE      CARDIOVASCULAR    SYSTEM 
[NFECTIONS. ABDOMEN 
SEE      PERITONITIS 
[NGUINAL    HERNIA 

06782 
INSULIN 

O6I1O7*    06689*    06701*    07033      07089*    0710li* 
INTOLERANCE, SUGAR 

06812*    06815*    06818*    07150* 
INTRINSIC    FACTOR 

06316 
INTRINSIC    FACTOR, STOMACH 

0652U* 


INTUSSUSCEPTION 

0671111*  067511   06901» 
ION  TRANSPORT 

063U6*  0631l7»  06353*  06817* 
IRON  ABSORPTION 

06351*  06358   06359   06739* 
IRON  METABOLISM 

06359   06739* 
IRON  METABOLISM, LIVER 

06329   061iUU*  06U90   06539*  07100 
IRON-DEFICIENCY  ANEMIA 

06669 
IRON, SERUM 

06663   07073 
ISCHEMIA 

067147      06789      06635*   06970* 

JAUNDICE 

0702I1   07120 
JAUNDICE  DIAGNOSIS 

06526*  06535*  06976   06977 
JAUNDICE  DIAGNOSIS, RADIOLOGY  IN 

06551 
JAUNDICE  IN  CHILDREN 

07021 
JAUNDICE  TREATMENT 

0696U*  07021 
JAUNDICE, CIRCULATION  IN 

069611* 
JAUNDICE, NEONATAL 

06968*  06975*  07001 
JAUNDICE. OBSTRUCTIVE 

0696li»  06977  07050* 
JAUNDICE, SERUM  BILE  PIGMENTS  IN 

0696u* 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 

0631t9*  06509*  066511   06665   06750   06770 

KIDNEY 

06358   06778   06951* 
KININS 
SEE  ALSO   BRADYKININ 

063U0   06617* 
KWASHIOKROR 

O68I5* 

LACTASE  DEFICIENCY 

06536* 
LACTOSE  ABSORPTION 

06615* 
LARGE  INTESTINE 
SEE   CECUM 
SEE   COLITIS 
SEE   DIARRHEA 
SEE   DYSENTERY 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
SEE   SIGMOID 
LARGE  INTESTINE  ABSORPTION 

063U7*  06353*  06365 
LARGE  INTESTINE  ANGIOGRAPHY 

06875 
LARGE  INTESTINE  ANOMALIES 

06898 
LARGE  INTESTINE  CANCER 

0663U*  06867   06909 
LARGE  INTESTINE  CIRCULATION 

06353*  06517* 
LARGE  INTESTINE  DIAGNOSIS 

06530*  06801*  06873   06906   07156* 
LARGE  INTESTINE  DISEASES 

06757   06855   06869   07151* 
LARGE  INTESTINE  DIVERTICULA 

O66I1I*  0686U   06866   06876   06906 
LARGE  INTESTINE  ENDOSCOPY 

06530* 
LARGE  INTESTINE  ENZYMES 

O63II*  06512* 
LARGE  INTESTINE  FISTULAS 

06885   06886   O6687 
LARGE  INTESTINE  IN  CHILDREN 

0651tli   07191 
LARGE  INTESTINE  MICROORGANISMS 

065111* 
LARGE  INTESTINE  MOTILITY 

06376*  06393   06391i 
LARGE  INTESTINE  MUCOSA 

06511* 
LARGE  INTESTINE  NEOPLASMS 

06908 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 

06836*   0681iU      O68I16      O6SI18      06663      06871 


0«905   07191 


06833*  0*835*  06837*  06838* 
06878   06879   06860   06908 


06U77 
06862 


06737*  067U2*  0677U 
06865   06866   06867 


LARQE  INTESTINE  NEOPLASMS, VILLOUS 

06838* 
LARGE  INTESTINE  OBSTRUCTION 

06SU2   06S1»U   06872   O688Z 
LARQE  INTESTINE  PATHOIOG^i 

06832* 
LARQE  INTESTINE  PERFORATION 

06635*  068U9   06861 
LARQE  INTESTINE  POLYPS 

06897   06906 
LARGE  INTESTINE  RAEIOLOGY 

06376*  0656U 

06876   06877 

06913 
LARQE  INTESTINE  SECRETION 

06515 
LARQE  INTESTINE  STRICTURE 

06868   06899 
LARGE  INTESTINE  SURQEPY 

06392   061i31 

068lil*  06859 
LARQE  INTESTINE  TRAUMA 

06865 
LARGE  INTESTINE  TREATMENT 

06799*  06600*  06905 
LARQE  INTESTINE  ULTRASTPUCTURE 

O63II* 
LARQE  INTESTINE  VOLVULUS 

06837* 
LAXATIVES 

0701*1*  O7I83 
LEIOMYOMA 

065711   0661t3 
LEUCINE  AMINOPEPTIDASE 

0711l8* 
LEUKEMIA 

06622   07178 
LIPASE 

061i21i»    061i2S» 
LIPID    ABSORPTION 

0631*1* 
LIPID  METABOLISM 

061(23*  061i21i*  061i25* 
LIPID  METABOLISM, LIVER 

06327   061i33*  061i31i*  06UUS*  06!iS8*  061i59* 

06500   06501   06502   0*505   07032   070U2* 
LIPIDOSIS 

06839*  07009 
LIPOMA 

06623 
LIPOPROTEINS 

0631i5*  061i59* 
LIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

06326 
LIVER  ABSCESSES 

06967* 
LIVER  AMINO  ACID  METABOLISM 

06332   06li98 
LIVER  ANQIOQRAPHY 

06529*  06978   06979 
LIVER  ANOMALIES 

07007 
LIVER  BIOCHEMISTY 

06539* 
LIVER  BIOPSY 

06538*  0698U 
LIVER  CANCER 

06S1;0*  06560 
LIVER  CARBOHYDRATE  METABOLISM 

06U39*  06U66*  O6U8I   06I188 
LIVER  CHEMICAL  COMPOSITION 

061i3S»   061iUl*   06961* 
LIVER    CHOLESTEROL    METABOLISM 

06U37*  06U70   061(75 
LIVER  CIRCULATION 

06319   06336   0631iO 

06991  O701i3«  071U3 
LIVER  COMA 

06969*  06999 
LIVER  COPPER  METABOLISM 

07025   07039* 


06657 
06909 


0686lt 
06912 


06798*  06806 
06880   06887 


06U73   06U76 
07137 


06625   06850 


AMEBIASIS 
BLOOD  COAQULATION 
CHOLESTASIS 
CIRRHOSIS 
FOLIC  ACID 

GLYCOGEN  STORAGE  DISEASE 
HEMOSIDEROSIS 
HEPATITIS 

PARASITES  AND  PARASITIC  DISEASES 
PORPHYRIA 

SULFOBROMOPHTHALEIN 
VITAMINS 
07012 


06983   07127 


06990   07020 

06763   06996   07005   07023   07157 


06503 


06516*  06518*  06520   06959*  06982 


070OI1 

07017   07028   07029   07031 


06UltO* 
06U86 


061(lili* 
061)92 


061i51* 
06513* 


06539* 


06539*  07100 


06505   07032 


06U59* 
070I12* 


06U73 
07137 


061i76 


LIVER    CYSTS 

06958*  06962* 
LIVER  DEVELOPMENT 

O6I169   06U86   06962* 
LIVER  DIAGNOSIS 

06532*  06539*  07000   07002   07096   07108* 
LIVER  DISEASE  DIAGNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASE  TREATMENT 

06969*  06970*  06975*  06999 
LIVER  DISEASES 

06956*  06966*  06971(*  07015 
LIVER  DISEASES  IN  CHILDREN 

06958*  06960*  06967*  06968* 
LIVER  DISEASES, METABOLIC  CHANGES  IN 

06966*  07013 
LIVER  DRUG  METABOLISM 

O6I1U2*  061*lt6*  061ili7*  06Uli8»  061i56*  061iS7*  061t93   061i95 
LIVER  ENZYMES 

06331   06332   06333   061i32*  061(39* 

06U57*  o6U58*  061j61*  06u67  Oiklk 

06538*  07029   07030 
LIVER  FUNCTION  TESTS 

06U77   06531*  06980   06985   07090*  07172 
LIVER  GLUCOSE  METABOLISM 

061(89   061(91   06518* 
LIVER  GLYCOGEN  MFTABOLISM 

06U65 
LIVER  HISTOLOGY 

063111*  06326 
LIVER  IMMUNOLOGY 

061(69 
LIVER  INJURIES 

06972* 
LIVER  INJURIES, ANESTHETICS  IN 

0701il( 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS  IN 

07050* 
LIVER  INJURIES, DRUG-INDUCED 

07038*  070U3*  0701(6 
LIVER  IRON  METABOLISM 

06329   06U1(U»  061(90 
LIVER  LIPID  METABOLISM 

06327   06U33*  061(31(*  061(1(5*  061(58* 

O6SOO   06501   06502 
LIVER  MANGANESE  METABOLISM 

06505 
LIVER  METABOLISM 

061(35*  061(38*  061(66*  061(7U 
LIVER  MORPHOLOGY 

06313*  06316   06319   06330 
LIVER  NEOPLASMS 

06970*  06990   06995 
LIVER  NEOPLASMS, MALIGNANT 

06971*  06993   07027 
LIVER  NUCLEIC  ACID  METABOLISM 

061(1(1*  061(68   06U82   O6SOU 
LIVER  NUCLEIC  ACID  SYNTHESIS 

06U62* 
LIVER  NUCLEIC  ACIDS 

06322   061(60* 
LIVER  PATHOLOGY 

06956*  07038*  0701(2*  0701(3*  0701(8 
LIVER  PERFUSION 

061(55*  06969* 
LIVER  PHOSPHOLIPID  METABOLISM 

0633U   061(72 
LIVER  PROTEIN  METABOLISM 

06311(*  06321   06333   061(31(*  061(1(1*  061(59*  061(99   06670 

06966 
LIVER  PROTEIN  SYNTHESIS 

061(62* 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

07003 
LIVER  REGENERATION 

061(35*  06U61*  06U71   061(78   061(67 

071U7 
LIVER  RUPTURE 

07006 
LIVER  SECRETION 

06U96 
LIVER  SERUM  ENZYMES 
SEE  ALSO  .  ALKALINE  PHOSPHATASE 

061(1(3*  06526*  06558   O698O 
LIVER  STEROID  METABOLISM 

061(32* 
LIVER  SURGERY 

06963*  06971*  06997 
LIVER  TRANSPLANTATION 

06959*  06973* 
LIVER  TRAUMA 

06336   06768   06991l 


061(80  06k9i 


061(92   06U97   07038* 


IIVEH  TREATMENT 

06991   06992 
IIVER  ULTRA3TRUCTUBE 

06320   06321   06323   06321i   06U31l»  06U38» 
LIVER  UREA  METABOLISM 

061t36» 
LIVER, AOE  EFFECTS  ON 

06327   061t71   061t67 
LIVER, ALCOHOL  EFFECTS  ON 

061iUS»  07028   070UO*  070US   07100 
LIVER, AMEBIASIS  EFFECTS  ON 

07199 
LIVER, DISEASES  ASSOCIATED  WITH 

06988   06989 
LIVER, DROQ  EFFECTS  ON 

061iU0»  06U61*  061(63*  06U78   07016   07032   070U1*  0701i2« 

070U3*  070U7 
LIVER, DRUQ  TREATMENT  OF 

069S7*  07019 
LIVER  FATTY 

06US*  06960*  06961*  07032   070U2*  07096 
LIVER, HORMONAL  CONTROL  OF 

061tSl* 
LIVER, RADIATION  EFFECTS  ON 

06U7e   06)179   06U8S 
LIVER, TOXIC  EFFECTS  ON 

06313«  06325   06331   061i32*  06U33»  061i38»  06UU2*  06Ult3» 

O6I1U6*  06I1S6*  061i57«  06U76   06500   O6SOI   06502   06608» 

07016   07039*  070I16   070U7   0708U* 
LUPOID  HEPATITIS 

070U1* 
LYMPH  NODES 

06738* 
LYMPHOMA 

06967*  07151* 
LYMPOORAPHY 

07003 

MAGNESIUM  METABOLISM 

07192 
MALABSORPTION 

06828   06829   06831 
MALABSORPTION  DIAGNOSIS , D-XYLOSE  IN 

06816* 
MALABSORPTION  IN  CHILDREN 

06816»  06822   06827 
MALABSORPTION  PATHOPHYSIOLOGY 

0718k 
MALABSORPTION  TREATMENT. DIETARY 

06818*  06827 
MALABSORPTION, INTESTINAL  RESECTION-INDUCED  SECONDARY 

06737*  06786   06818* 
MALABSORPTION, SECONDARY 

06811* 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

07107* 
MALIGNANT  DUODENUM  NEOPLASMS 

06791 
MALIGNANT  OALLBLADDEB  NEOPLASMS 

0711lli 
MALIGNANT  GASTOINTESTINAL  NEOPLASMS 

06639 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

06527* 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

O6836*  068I1.U   068U6   068U8   O6863   06871 
MALIGNANT  LIVER  NEOPLASMS 

06971*  06993   07027 
MALIGNANT  PANCREAS  NEOPLASMS 

06927*  06938 
MALIGNANT  RECTUM  NEOPLASMS 

06836*    O68I1I1      0681i6      06889 
MALIGNANT    SMALL    INTESTINE    NEOPLASMS 

0676U   06767   06771   06772   06787   O6810 
MALIGNANT  STOMACH  NEOPLASMS 

06622   06635   O6636   06656   06680*  06687* 
MALLORY-WEISS  SYNDROME 

06593 
MALNUTRITION 

07197 
MANGANESE  METABOLISM, LIVER 

06505 
MANOMETRY, ESOPHAGUS 

06569 
MARKER  STUDIES 

06351,*  065!il*  C6S5J   06606* 
MECKELS  DIVERTICULUM 

06783   06796 
MECONIUM  ILEUS 

069Uli 
MEGACOLON 

06860   068711   06891 
MEQAESOPHAGUS 

O66O3 


MENETRIERS  DISEASE 

06650 
MESENTERY  ANGIOGRAPHY 

06529*  06557 
MESENTERY  ANOMALIES 

O6SI1S 
MESENTERY  CIRCULATION 

06521   06765 
MESENTERY  CYSTS 

07167   07176 
MESENTERY  DIAGNOSIS 

07167 
MESENTERY  RADIOLOGY 

07173 
MESENTERY  VASCULAR  DISEASES 

06779 
METABOLIC  BALANCE  STUDIES 

063SU*  06819* 
METABOLIC  CHANGES  IN  CIRRHOSIS 

07092* 
METABOLIC  CHANGES  IN  HEPATITIS 

O7O83 
METABOLIC  CHANGES  IN  LIVER  DISEASES 

06966*  07013 
METABOLIC  CHANGES  IN  PANCREATITIS 

06953* 
METABOLIC  CHANGES .OASTRECTOMY-INDUCED 

06615*  06670 
METABOLISM  IN  CIRPHOSIS. ELECTROLYTE 

07092* 
METABOLISM  IN  CIRRHOSIS, WATER 

07092* 
METABOLISM  IN  GASTROINTESTINAL  TRACT, ELECTROLYTE 

06356 
METABOLISM, ALCOHOL 

061iliO« 
METABOLISM, BILE  ACID 

061(37* 
METABOLISM, BILIRUBIN 

0711(0 
METABOLISM, CALCIUM 

06611* 
METABOLISM, CARBOHYDRATE 

06513*  0661(5  0666k      06812* 
METABOLISM, CHLORIDE 

07150* 
METABOLISM, CHOLESTEROL 

061(23* 
METABOLISM, COPPER 

06957* 
METABOLISM, DRUG 

061(1(9* 
METABOLISM, ELECTROLYTE 

06506*  07185 
METABOLISM, GLUCOSE 

06615* 
METABOLISM, IRON 

06359   06739* 
METABOLISM, LIPID 

061(23*  061(2U*  061(25* 
METABOLISM, MAGNESIUM 

07192 
METABOLISM. NUCLEIC  ACID 

061(97 
METABOLISM, POTASSIUM 

07150* 
METABOLISM, PROTEIN 

07191 
METABOLISM, TRACE  ELEMENT  AND  MINERAL 

061(18 
METABOLISM, VITAMIN 

0631(9* 
METABOLISM, WATER 

061(30   06506*  07185 
METABOLITES, URINE 

061(98 
METASTATIC  CANCER 

0651(0*  06558   06993   06996   07107* 
MICROORGANISMS 
SEE   AMEBIASIS 
SEE   CHOLERA 
SEE   GNOTOBIOSIS 
MICROORGANISMS, BILIARY  TRACT 

07133 
MICROORGANISMS, LARGE  INTESTINE 

06S11(* 
MICROORGANISMS, STOMACH 

061(02* 
MINERAL  METABOLISM. TRACE  ELEMENT  AND 

06U18 
MITOSIS 

061(15* 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 


06187 


MOTILITY  PPESSIIKI  STUDIES 
CONTINUED 

SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   QALLBIADEER  MOTILITY 
SEE  ALSO   QASTEOINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 
0«376»  0617a« 
MOTILITY. BILIARY  TRACT 

06?9S   06396   06397   061i52*  0710li»  07105* 
MOTILITY, DRUO  EFFECTS  ON 

06370*  0637S*  0639C   06391   06395 
MOTILITY, ESOPHAGUS 

06605 
MOTILITY. GALLBLADDER 

06377*  06378* 
MOTILITY, GASTROINTESTINAL 

06391   06392 
MOTILITY, HORMONAL  CONTROL  OF 

06373* 
MOTILITY. LARCE  INTESTINE 

06376*  06393   06391i 
MOTILITY, NERVOUS  CONTROL  OF 

06367* 
MOTILITY, SMALL  INTESTINE 

06370*  06371*  06372*  06373*  0637U*  06'?75» 
MOTILITY. STOMACH  „^,ft<; 

06366*  06369*  06375*  0«382   O6383   O636I1   O6366 
06368   06533*  06610* 
MUCOPROTEINS 

06526* 
MUCOSA, GASTROINTESTINAL 

O63OS* 
MUCOSA. LARGE  INTESTINE 

06511* 
MUCOSA. SMALL  INTESTINE 

06307*  06338   06361   06511*  06778 
MUCOSA, STOMACH  ,^,.       ^.,„, 

06302*  063112*  06U12*  061;21   06525*  06609*  O66I8*  0662U 

O66I12   06672   06686* 
MUCOVISCIDOSIS 

O693I1   06939   0691ilt   0691j5   0691i7 
MUCUS  SECRETION. STOMACH 

06686*  06698* 

NECROSIS 

06736* 
NECROTICANS, ENTEROCOLITIS 

071SU* 
NEONATAL  JAUNDICE 

06966*  06975*  07001 
NEOPLASMS, ABDOMEN 

0691t6 
NEOPLASMS, BENIGN  DUODENUM 

0671;8 
NEOPLASMS, BENIGN  ESOPHAGUS 

06571; 
NEOPLASMS, BENIGN  GALLBLADDER 

071iil 
NEOPLASMS, BENIGN  PANCREAS 

06935   0691l3 
NEOPLASMS, BENIGN  RECTUM 

06650   06853 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

06751  06767 
NEOPLASMS, BENIGN  STOMACH 

06632   0661iO   C66U3 
NEOPLASMS, LARGE  INTESTINE 

06908 
NEOPLASMS, LIVER 

06970*  06990   06995 
NEOPLASMS. MALIGNANT  BILIARY  TRACT 

07107* 
NEOPLASMS, MALIGNANT  DUODENUM 

06791 

NEOPLASMS, MALIGNANT  GALLBLADDER 

O7IUI1 
NEOPLASMS, MALIGNANT  GASTOINTESTINAL 

06639 
NEOPLASMS, MALIGNANT  GASTROINTESTINAL 

06527* 
NEOPLASMS, MALIGNANT  LARGE  INTESTINE 

06836*  0681tli   O68I16   066U6   06863   06871 
NEOPLASMS, MALIGNANT  LIVER 

06971*  06993  07027 
NEOPLASMS, MALIGNANT  PANCREAS 

06927*  06938 
NEOPLASMS, MALIGNANT  RECTUM 

06636*  068UU   O68I16   06669 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

06761;   06767   06771   06772   0678?   06610 
NEOPLASMS, MALIGNANT  STOMACH 

06622   06635   O6636   06656   06680*  06687* 


NEOPLASMS, RECTUM 

06888 
NEOPLASMS. SMALL  INTESTINE 

06795 
NEOPLASMS. STOMACH 

06652   06653 
NEOPLASMS, VILLOUS  LARS';  INTESTINE 

06638* 
NERVOUS  CONTROL  OF  ESOPHAGUS 

06589 
NERVOUS  CONTROL  OF  MOTILITY 

06367* 
NERVOUS  CONTROL  OF  PANCPEAS 

0630tt« 
NERVOUS  CONTROL  OF  SMALL  INTESTINE 

06371*  063711* 
NERVOUS  CONTROL  OF  STOMACH 

06301t»  06365   06387 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

osias* 

NEH/OUn  SYSTEM, CENTRAL 

06367<» 
NEUROMATOSIS 

06833* 
NUCLEIC  ACID  METAIJOLISM 

061t97 
NUCLEIC  ACID  METABOLISM . LIVER 

06UU1*  O6l;60   O6I162   O6SOI1 
NUCLEIC  ACID  SYNTHESIS, LIVER 

061j«2* 
NUCLEIC  ACIDS, LIVER 

06322   061i60» 
NUTRITION 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   OBESITY 
SEE  ALSO   VITAMINS 

06330 

OBESITY 

O67I12*  0671l3* 
OBSTRUCTION. BILIARY  TRACT 

07106*  O7I2I1   071li7   O7II18* 
OBSTRUCTION. ESOPHAGUS 

06586 
OBSTRUCTION. LARGE  INTESTINE 

0651i2   0651iU   06672   06682   06905   07191 
OBSTRUCT ION. PAN CPE AS 

071U8* 
OBSTRUCTION. SMALL  INTESTINE 

065H2   0651lU   06752   06759   06776   06793   07191 
OBSTRUCTIVE  JAUNDICE 

06961i«  06977   07050* 
ODDI, SPHINCTER  OF 

06379*  07110* 
OXYGEN 

06330 

PANCREAS 

O69I16 
PANCREAS  ANGIOGRAPHY 

06930   06931 
PANCREAS  ANOMALIKS 

06926*  O69!l0 
PANCREAS  CALCULI 

O69I1I   07138 
PANCREAS  CANCER 

06528*  06535*  06933 
PANCREAS  CIRCULATION 

061i27»  07035 
PANCREAS  CYSTS 

06937 
PANCREAS  DIAGNOSIS 

06566   06927* 
PANCREAS  DISEASES 

07079 
PANCREAS  ENZYMES 

O6UI7*  061;23* 
PANCREAS  IMMUNOLOGY 

06927* 
PANCREAS  MORPHOLOGY 

06317 
PANCREAS  NEOPLASMS, BENIGN 

06935   069ll3 
PANCREAS  NEOPLASMS, MALIGNANT 

06927*  06938 
PANCREAS  OBSTRUCTION 

O7IU8* 
PANCREAS  RADIOLOGY 

06528* 
PANCREAS  REGENERATION 

061129 
PANCREAS    SECRETION  »^,, e- 

06li26*   061i27*   061i28      061i31      0671kS» 


PANCREAS  3URQEBY 

06935   06937   0691jl 
PANCREAS  TRANSPLANTATION 

06925*  06928*  06929*  0«91l2 
PANCREAS  TRAUMA 

06936 
PANCREAS, AQE  EFFECTS  ON 

06317   06U28 
PANCREAS, AlCOHOL  EFFECTS  ON 

0701lO« 
PANCREAS, DRUa  EFFECTS  ON 

061i26»  06932 
PANCREAS, HORMONAL  CONTROL  OF 

061i26»  06508» 
PANCREAS, NERVOUS  CONTROL  OF 

06301t« 
PANCREATECTOMY 

O637I1* 
PANCREATITIS 

06938 
PANCREATITIS  DIAGNOSIS 

06528*  069U8#  069S2«  06953*  069Slt   06955   07033   07036 
PANCREATITIS  ETIOLOGY, ACUTE 

06950*  06952* 
PANCREATITIS  SURGERY 

069U8*  0691l9* 
PANCREATITIS  TREATMENT 

07036 
PANCREATITIS, ACUTE 

0691i9*  06951*  06952*  06953*  07035 
PANCREATITIS, CHRONIC 

O69I18*  069Sli   06955   07033   0703ll 
PANCREATITIS, DISEASES  ASSOCIATED  WITH 

06951* 
PANCREATITIS, EXPERIMENTAL 

06U30 
PANCREATITIS, HEMORRHAGIC 

0691l9* 
PANCREATITIS, METABOLIC  CHANGES  IN 

06953* 
PANCREOZYMIN 

06508*  07095 
PANETH  CELLS 

06829 
PARACENTESIS, ABDOMEN 

SEE   ABDOMEN  DIAGNOSIS 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   AMEBIASIS 

0701li   0702U   07128   07198*  07202 
PARASITIC  DISEASE  DIAGNOSIS 

07199 
PARASITIC  DISEASE  EPIDEMIOLOGY 

07202 
PARASITIC  DISEASE  TREATMENT 

C61i95   0661tl   07200   07201 
PARASITIC  DISEASES 
SEE  ALSO   PARASITES  AND  PARASITIC  DISEASES 

07201 
PARASITIC  DISEASES  IN  CHILDREN 

07203 
PARASITIC  DISEASES, PARASITES  AND 
SEE  ALSO   AMEBIASIS 

070111   070211   07128   07198*  07202 
PARIETAL-CELL  ANTIBODY. GASTRIC 

06609* 
PATHOPHYSIOLOGY, MALABSORPTION 

071611 
PELLEQRA 

06615* 
PENTAOASTRIN 

06li01i«  061t05*  061i06»  06)i08*  07089* 
PEPSIN 

06U11*  061il2« 
PEPTIC  ULCER  SURGERY 

06691*  06708   06713   O67I6   06721t   06726 
PEPTIC  ULCER  TREATMENT 

06733 
PEPTIC  ULCER, DISEASES  ASSOCIATED  WITH 

06627 
PEPTIC  ULCERS 

06623   06683«  06691*  06692*  06693*  06697*  06702   06707 

06712   06717   06723 
PEPTIC  ULCERS, BLEEDING 

06730   06732 
PEPTIC  ULCERS, DRUG  TREATMENT  OF 

06686*  06706 
PEPTIC  ULCERS, FREEZING  TREATMENT  OF 

06730 
PERITONEOSCOPY 

06559 
PERITONITIS 

07093* 
PERNICIOUS  ANEMIA 

065211* 


PEUTZ-JEGHERS  SYNDROME 

067U0*  067lili*  06792 
PHAGOCYTOSIS 

07163 
PHOSPHATASE, ALKALINE 

06SU0* 
PHOSPHATASES 

07163 
PHOSPHOLIPID  METABOLISM, LIVER 

0633U   O6I172 
PHYSICAL  ACTIVITY 

07012 
PLATELETS 

O6I16O* 
PNEUMATOSIS  CYSTOIDES  INTESTINALIS 

06758 
POLYPOSIS 

06859 
POLYPOSIS, RECTOOOLONIO 

06636* 
POLYPS 

SEE   PEUTZ-JEGHERS  SYNDROME 
POLYPS, LARGE  INTESTINE 

06897   06908 
PORPHYRIA 

06966*  07030 
PORTACAVAL  SHUNT 

06597 
PORTAL  CIRCULATION 

061tS3*  06518*  06529*  07022 
PORTAL  HYPERTENSION 

06965* 
PORTAL  HYPERTENSION  DIAGNOSIS 

06978 
PORTAL  HYPERTENSION  IN  CHILDREN 

07010 
PORTAL  HYPERTENSION  SURGERY 

07010 
PORTAL  HYPERTENSION, DISEASES  ASSOCIATED  WITH 

06965* 
POTASSIUM  METABOLISM 

07150* 
PREGNANCY 

06U51*  06516*  06732 
PREGNANCY, HEPATITIS  IN 

07098 
PRESSURE  STUDIES, MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
'■  'LBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 


0661*0*  06858   06952*  07098   07113* 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

06376*  06378* 
PROLAPSE 
O662I1 
PROLAPSE, RECTUM 

O6883 
PROTEASE 

061*17* 
PROTEIN  DEFICIENCY 

07031 
PROTEIN  DIGESTION 

061*111* 
PROTEIN  METABOLISM 

07191 
PROTEIN  METABOLISM, LIVER 

06311**  06321   06333   061i31i*  061*1*1*  061*59*  061*99 
06966 
PROTEIN  SYNTHESIS, LIVER 

061*62* 
PROTEIN-LOSING  ENTEROPATHY 

06821* 
PSEUDOMEMBRANOUS  ENTEROCOLITIS 

07186 
PSYCHOLOGICAL  FACTORS 

06757   07191* 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  STENOSIS 

06611** 
PYLOROPLASTY 

0661*9   06686*  06700* 

RADIATION  EFFECTS  ON  LIVER 

06U76   061*79   061*85 
RADIATION. TOXIC  EFFECTS  OF 

SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 

SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 

SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 

SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 


06670 


RADIATION, TOXIC  EFFFCTS  OF 
CONTINUED 

06337   0«368#  06777   0681]3   070li« 
RADIOISOTOPE  STUDY  TECHNIQUES 

SEE   TRACER  STUDIES 
RADIOLOGY  IN  CANCER  DIAGNOSIS 
06561   06667*  06909   06979 
RADIOLOGY  IN  JAUNDICE  DIAGNOSIS 

06551 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
061iS3*  07162   07195 
RADIOLOGY, BILIARY  TRACT 

SEE   BILIARY  DISEASE  DIAGNOSIS 
RADIOLOGY, ESOPHAGUS 

06537*  06575   06576   06577   06601   0660U   06605 
RADIOLOGY, GALLBLADDER 

06531** 
RADIOLOGY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

06527*  065)i6   0671iU« 
RADIOLOGY, LARGE  INTESTINE 

06376*  0656U   O6633*  0683S*  O6837*  06838»  06857 


06861] 


06797   068lli*  0695U 


06629 
06676 


06631 
06727 


06632   066U0 


06876   06877   O6878   06879   06880   06908   06909   06912 

06913 
RADIOLOGY, LIVIH 
SEE  ALSO   LIVER  DIAGNOSIS 

07003 
RADIOLOGY, MESENTERY 

07173 
RADIOLOGY, PANCREAS 

06528* 
RADIOLOGY, RECTUM 

0681i5   06907   06910 
RADIOLOGY, SMALL  INTESTINE 

06536*  0673U   06751   06796 
RADIOLOGY, STOMACH 

O638I1   06525*  06533*  06562 

06671   06672   06673   06675 
RADIOTHERAPY 

07088* 
RADIOTHERAPY  IN  CANCER  TREATMENT 

06933 

RECTOCOLITIS, HEMORRHAGIC 

06922 
RECTOCOLONIC  POLYPOSIS 

06836* 
RECTUM 

SEE   ULCERATIVE  COLITIS 
RECTUM  ANOMALIES 

06851   06896 
RECTUM  BIOPSY 

06639*  06856   06911)* 
RECTUM  CANCER 

0683U*  068911   06903 
RECTUM  DIAGNOSIS 

06853   06889   06911 
RECTUM  DISEASES 

06881   06890   06695 
RECTUM  ENDOSCOPY 

06910 
RECTUM  FISTULAS 
0681t5   06896 
RECTUM  HISTOLOGY 

06911 
RECTUM  IN  CHILDREN 

06856   06883   06888   06902 
RECTUM  NEOPLASMS 

06888 
RECTUM  NEOPLASMS. BENIGN 

06850  06853 
RECTUM  NEOPLASMS. MALIGNANT 

06636*  068UU   0681(6   06889 
RECTUM  PROLAPSE 

06883 
RECTUM  RADIOLOGY 

068US   06907   06910 
RECTUM  SURGERY 

06852   06902 
REFLUX, ESOPHAGUS 

06581;   06602 
REGENERATION, LIVER 

061)35*  061)61*  061(71   06U78 
07m7 
REGENERATION, PANCREAS 

061(29 
REGIONAL  ENTERITIS 

0671)6* 
REGIONAL  ILEITIS 

06802   O68O7 
RESECTION-INDUCED  SECONDARY  MALABSORPTION, INTESTINAL 

06737*  06786   06816* 
RESPIRATORY  COMPLICATIONS 

O656O   06588   06591)   0«59S 


061)87   061)92   061)97   07038* 


RHYTHM, CIRCADIAN 

061)81) 
RUPTURE. COLON 

06861 
RUPTURE. ESOPHAGUS 

06570* 
RUPTURE. LIVER 

07006 

SALIVARY  GLAND  HISTOLOGY 

06UO0 
SALIVARY  GLAND  IMMUNOLOGY 

06399* 
SALIVARY  GLAND  SECRETION 

06398*  06399*  061)02*  061)16* 
SALIVARY  GLAND  ULTRASTRUCTURE 

06303* 
SALIVARY  GLANDS, DRUG  EFFECTS  ON 

06303* 
SALMONELLOSIS  EPIDEMIOLOGY 

07165 
SALMONELLOSIS  TREATMENT 

07093* 
SARCOIDOSIS 

06916*  07161( 
SCANNING, SCINTILLATION 

06369*  06523*  06535*  065UO*  06552 

06566   06931   06932   06967*  06981 
SCINTILLATION  SCANNING 

06369*  06523*  06535*  0651)0*  06552 

06566   06931   06932   06967*  06981 
SECRETIN 
SEE  ALSO   PANCREAS 

06301*  06508*  07089* 
SECRETION  DISORDERS. STOMACH 

0652U* 
SECRETION  IN  DISEASE, STOMACH 

06695*  06712   06735 
SECRETION  STUDY  TECHNIOUES, STOMACH 

061)01*  061)11)*  C652U*  06735 
SECRETION, BILE 

06UU6*  06^)8*  06U1)9*  06U5O»  06^52* 

06U96   06508*  07095   0710U* 
SECRETION. DRUG  EFFECTS  ON  BILE 

061)65* 
SECRETION. DRUG  EFFECTS  ON  STOMACH 

06U01*  06UO5*  06U09*  06U10*  061(20 
SECRET ION, GASTROINTESTINAL 

061(18 
SECRETION. HORMONAL  CONTROL  OF  STOMACH 

061(05*  061(10*  O6UI3* 
SECRETION, LARGE  INTESTINE 

06515 
SECRETION. LIVER 

061(96 
SECRETION. NERVOUS  CONTROL  OF  STOMACH 

061(13* 
SECRETION, PANCREAS 

061(26*  06U27*  061(28   061(31   0671)5* 
SECRETION, SALIVARY  GLAND 

06396*  06399*  061(02*  061(16* 
SECRETION. SMALL  INTESTINE 

06301*  063U0   06507*  06510*  07153* 
SECRETION. STOMACH 

06305*  061(10*  061(16*  06606* 
SECRETION, STOMACH  ACID 

061(01*  061(02*  061)03*  061(0l(*  061(05* 

061(09*  061(19   061)20   061(22   06669 
SECRETION, STOMACH  MUCUS 

06686*  06698* 
SECRETOR  STATUS, BLOOD  GROUP 

06399* 
SEROTONIN 

06372* 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

06961)* 
SERUM  CHOLESTEROL 

07009 
SERUM  ELECTROLYTES 

06722   06780 
SEPUM  ENZYMES 

07011   07091)* 
SERUM  ENZYMES. LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 

061(1)3*  06526*  06558   O698O 
SERUM  HEPATITIS 

07056   07062   07070 
SERUM  IRON 

06663   07073 
SHIGELLOSIS 

SEE   DYSENTERY 
SHUNT, PORTACAVAL 
06S97 


06560  06561  06565 

06983  06961)  07118 

06560  06561  06565 

06983  06961)  07118 


061)63*  061)73   061)80 


06690*  06696*  06701) 


061)06*  061)07*  061)08« 
067US* 


SIGMOID 

06666   06693   06699 
SMAtL  INTESTINE 
SEE   ENTERITIS 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
SEE   JEJUNUM 
SEE   MALABSORPTION 
SEE   PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION 

0631i3»  0631lll*  063U6»  063U7«  063S2*  06360 
SMALL  INTESTINE  ANQIOORAPHY 

06772 
SMALL  INTESTINE  BIOCHEMISTRY 

063611 
SMALL  INTESTINE  CIRCULATION 

06S17* 
SMALL  INTESTINE  DIAGNOSIS 

06S23*  06736*  06aoi«  068H»  071S6» 
SMALL  INTESTINE  DISEASES 

06738#  0671iS«  06750  06773 
06826   07151*  07198* 
SMALL  INTESTINE  DIVERTICULA 

06760 
SMALL  INTESTINE  ENZYMES 

063o8#  06310»  06311«  06339 
07I88 
SMALL  INTESTINE  FISTULAS 

06809   07131 
SMALL  INTESTINE  HISTOLOGY 

06357 
SMALL  INTESTINE  IMMUNOLOGY 

06738* 
SMALL  INTESTINE  IN  CHILDREN 

065Ult   06769   06820   07191 
SMALL  INTESTINE  MORPHOLOGY 

06308»  06309*  067811   07153* 
SMALL  INTESTINE  MOTILITY 

06370*  06371*  06372*  06373*  06371l*  06375* 
SMALL  INTESTINE  MUCOSA 

06307*  06338   O636I   06511*  06778 
SMALL  INTESTINE  NEOPLASMS 

06795 
SMALL  INTESTINE  NEOPLASMS, BENIGN 

06751   06767 
SMALL  INTESTINE  NEOPLASMS, MALIGNANT 

O676I1   06767   06771   06772   06787 
SMALL  INTESTINE  OBSTRUCTION 

06752   06759 


06788  06789  06817*  06820 


06507*  06512*  06513*  07091i* 


06776 


06737*   0671i2* 
06786      06788 


0651i2      065U11 
SMALL    INTESTINE    PERFORATION 

06761   06769   06782 
SMALL  INTESTINE  RADIOLOGY 

06536*  0673U   06751   06796 
SMALL  INTESTINE  SECRETION 

06301*  O63I1O   06507*  06510*  07153* 
SMALL  INTESTINE  STRICTURE 

06765 
SMALL  INTESTINE  SURGERY 

06392   061i31   061i77 

06756  06770  06771i 

06926*  07150* 
SMALL  INTESTINE  TRANSPLANTATION 

O6309*  06925*  06928*  069I12 
SMALL  INTESTINE  TRAUMA 

06352*  06753   06790 
SMALL  INTESTINE  TREATMENT 

06738*  06799*  06800*  06826 
SMALL  INTESTINE  ULCERS 

06783 
SMALL  INTESTINE  ULTRASTRUCTURE 

O630I*  06307*  06310*  06311»  06338 

06509*  06739*  0671i7 
SMALL  INTESTINE  VOLVULUS 

06736* 
SMALL  INTESTINE, AGE  EFFECTS  ON 

0631i7* 
SMALL  INTESTINE, DRUG  EFFECTS  ON 

0637O*  06371*  06390   06697* 
SMALL  INTESTINE, FOREIGN  BODIES  IN 

06782 
SMALL  INTESTINE, HORMONAL  CONTROL  OF 

06372*  06389   O6SIO* 
SMALL  INTESTINE, NERVOUS  CONTROL  OF 

06371*  063711* 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

06337  06777 
SPHINCTER  OF  ODEI 

06379*  07110* 
SPHINCTER. ANUS 

06892 
SPLENOPORTOGRAPHY 

07005   07022 
SPRUE 

O68II1* 


06810 
06793 


07191 


06797   O681I1*  069Sll 


0671i3* 
06798* 


O67I16*  06755 
06806   06880 


06315*  063S2*  06507* 


CORTICOSTEROIDS 

LIVER  CHOLESTEROL  METABOLISM 


06699* 


SPRUE, TROPICAL 

06811*  06616* 
STARVATION 

061i39* 
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LANGUAGE  ABBREVIATIONS 


Afr. 

Afrikaans 

Ar. 

Arabic 

Bui  . 

Bulgarian 

Ch. 

Chinese 

Cz. 

Czech 

Dan. 

Danish 

Out . 

Dutch 

E. 

Engl ish 

Eston. 

Estonian 

Fin. 

Finnish 

Fl  . 

Flemish 

Fr. 

French 

Ger. 

German 

Gr. 

Greek 

Heb. 

Hebrew 

Hun. 

Hungari  an 

Ic. 

Iceland! c 

In. 

Indones  i  an 

It. 

1 tal i  an 

Jap  . 

Japanese 

Kor. 

Korean 

Latv. 

Latvi  an 

Lith. 

Li  thuanian 

Nor. 

Norweg  i  an 

Pol. 

Polish 

For. 

Portuguese 

Rum. 

Rumani  an 

Rus  . 

Russi  an 

Ser. 

Serbo-Croati  an 

SI  . 

Slovak 

Sp. 

Spanish 

Sw. 

Swedish 

Th. 

Thai 

Turk. 

Turki  sh 

Uk. 

Ukrainian 

Viet. 

Vietnamese 

ABBREVIATIONS  USED  IN  ABSTRACTS 


ACTH 

ADP 

AMP 

ATP 

BSP 

C 

cm 

CNS 

cpm 

DNA 

e.g. 

g 

vg 

hr 
i  .m. 
i  .p. 
lU 

i  .V. 
kg 
LD50 

LDH 

m 

M 

mEq 
mM 
viM 

mC  ,uC 
mg 


adrenocorticotropic  hormone 

adenosine  diphosphate 

adenosine  monophosphate 

adenosine  triphosphate 

sulfobromophthalein 

degrees  centigrade 

centimeter(s) 

central    nervous    system 

counts   per  minute 

deoxyribonucleic   acid 

for  example 

gram(s) 

mi  crogram(s) 

hour (s) 

i  ntramuscular 

intraperi  toneal 

international    unit(s) 

i  ntravenous 

ki logram(s) 

median  lethal  dose(s) 

lactic  acid  dehydrogenase 

meter (s) 

molar 

mi  1 1 iequi valent  (s) 

mi  1 1 imolar 

micromolar 

tni  1 1  i-  .microcurie  (s) 

mi  1 1 igram(s) 


mi  n 

ml 

mm 

MTD 

NAD 

NADH 

NADP 

NADPH 

ng 

pg 

p.o. 
ppm 
r 
RBC 

resp. 

Rev. 

RNA 

s  .c. 

sec 

SGOT 

SGPT 

U 

UV 

WBC 

y 


mi  nute  (s) 

mi  1 1  i 1 i  ter(s) 

mi  1 1 imeter(s) 

maximum  tolerated  dose 

nicotanamide  adenine  dinucleotide 

reduced  nicotinamide  adenine  dinucleotide 

nicotinamide  adenine   dinucleotide   phosphate 

reduced  nicotinamide  adenine  dinucleotide 

phosphate 
nanogram  (10"^) 
pi  cog  ram  (10"^^) 
oral ly 

parts  per  mi  1 1  ion 
Roentgen 

red  blood  cells  (erythrocytes), 
red  blood  count 

respectively 

review  (only  in  citations) 

ri  bonuclei  c  aci  d 

subcutaneous 

second (s) 

serum  gl utami c-oxalaceti c   transaminase 

serum  glutamic-pyruvic   transaminase 

uni  t(s) 

ultraviolet 

white  blood  cells  (leukocytes), 
whi  te  blood  count 

year(s) 
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7204      AN  ELECTRON  MICROSCOPIC  STUDY  OF 

ENDOGENOUS  VERY  LOW  DENSITY  LIPOPROTEIN 
PRODUCTION  IN  THE  INTESTINE  OF  RAT  AND  MAN. 
(E.)   Jones,  Ao  L.  (U.  California  Med.  Ctr.,  San 
Francisco)  and  R,  K.  Ockner.  J.    Lipid  Res. 
12(5):580-589,  1971, 

After  A8  hr  of  fasting,  particles  of^very-low- 
density  lipoproteins  (VLOL;  300-800  A)  were 
found  in  most  absorptive  cells  of  the  small 
intestine,  within  the  cisternae  of  the  endoplasmic 
reticulum,  and  in  intercellular  spaces  between 
adjacent  epithelial  cells.   Both  intracellular 
and  extracellular  VLDL  particles  were  far  more 
numerous  in  the  mid-jejunum  than  in  other  regions 
of  the  small  intestine.   Similar  results  were 
found  in  jejunal  biopsies  from  h   human  volunteers 
after  kO   hr  fasting,  but  VLDL  particles  were 
also  foumd  in  the  Golgi  apparatus  and  within  the 
lacteal s  and  tubules  of  the  smooth-surfaced 
endoplasmic  reticulum.   The  greatest  accumulation 
of  VLOL  particles  was  in  the  proximal  jejunum; 
these  particles  were  not  as  electron-dense  as 
those  in  the  rat,  suggesting  that  there  may  be 
differences  between  the  lipid  composition  of 
VLDL  in  man  and  the  rat.   In  rats  diversion  of 
bile  and  administration  of  cholestyramine  (80 
mg/hr  infused  int raduodenal 1 y  for  6  hr)  resulted 
in  the  disappearance  of  VLDL  particles  from  the 
small  intestine.   This  was  most  striking  in 
animals  after  bile  diversion.  These  findings 
provide  further  support  for  the  hypothesis  that 
VLDL  is  produced  in  absorptive  cells  of  fasting 
rat  and  human  intestine  and  that  the  small 
intestine  is  a  source  of  endogenous  plasma  VLDL. 


7205      EFFECT  OF  I NTRA-ARTER I AL  CONTRAST 

MEDIA  ON  THE  SMALL  INTESTINE  OF  RATS. 
A  PRELIMINARY  REPORT  OF  AN  ELECTRON  MICROSCOPE 
STUDY.   (E.)   Moss,  A.  A.  (U.  California  Sch. 
Med.,  San  Francisco),  A.  R.  Margulis,  J.  E. 
Youker,  J.  C.  Lee  and  J.  A.  Stoughton.  Invest. 
Radiol.    6 (6): 392-401 ,  I971. 

The  superior  mesenteric  artery  of  anesthetized 
rats  was  cannulated  and  injected  rapidly  with  I 
ml  of  a  control  substance  (saline  or  Ringer's 
lactate)  or  one  of  several  contrast  media 
diatriazote  methyl gl ucami ne,  Na  ditriazoate, 
Na  metrizoate,  iodipamide,  or  an  experimental 
diatriazote  compound.   In  controls,  light  and 
electron  microscopy  showed  no  abnormalities  of 
vessels  or  epithelial  cells  of  small  intestinal 
villi.   In  experimental  rats  there  was  intra- 
cellular edema,  occasional  necrosis  near  the  tips 
of  microvilli  and  vacuolization  of  epithelial 
cells.   Leukocytes  were  occasionally  noted  in  the 
mesenteric  fat,  but  the  capillary  endothelium 
was  normal.   By  electron  microscopy  structural 
changes  consisted  of  cytoplasmic  vacuolization 
of  the  smooth  endoplasmic  reticulum,  swelling  of 
the  mitochondria,  swelling  and  shortening  of  the 
microvilli,  and  intercellular  space  wi deni ng , 


presumably  secondary  to  intercellular  edema. 
Abnormalities  were  most  severe  with  iodipamide, 
while  diatriazoate  methy Igl ucamide  produced  a 
greater  degree  of  intracellular  space  widening. 
Most  of  the  changes  observed  at  30  min  after 
injection  had  resolved  by  2k   hours. 


7206      ADRENERGIC  INNERVATION  OF  THE 

ALIMENTARY  CANAL.   (E.)   Costa,  M.  (U. 
Turin  Dept.  Human  Anat.,  Italy)  and  G.  Gabella. 
Z.  Zeltforsah.    Mikrosk.   Anat,    122(3) :3S7-377, 
1971. 

The  distribution  of  the  adrenergic  fibers  in  all 
layers  of  the  subdiaphragmatic  digestive  tract 
of  the  rabbit,  rat  and  guinea  pig  was  studied 
histochemical 1y.   Most  adrenergic  fibers  were 
found  in  Auerbach's  and  Meissner's  plexuses, 
within  the  circular  muscle,  around  the  basis  of 
mucosal  glands  and  in  the  perivascular  plexuses 
of  the  gastrointestinal  tract.   The  distribution 
of  adrenergic  fibers  within  the  ganglia  of 
Auerbach's  plexus  was  quite  similar  in  the 
different  parts  of  the  alimentary  canal.   Contrary 
to  previous  reports,  adrenergic  nerve  fibers 
were  found  to  innervate  the  circular  muscle  of 
all  parts  of  the  gastrointestinal  tract. 
Adrenergic  nerves  may  affect  gastrointestinal 
motility  by  their  action  on  intramural  ganglia 
and  by  a  direct  action  on  the  muscle.   Varicose 
adrenergic  fibers  running  for  considerable 
distances  in  Auerbach's  plexus  were  often  not 
associated  with  ganglion  cells.   Norepinephrine 
release  from  varicosities  along  the  terminal 
part  of  the  axon  could  be  expected  to  expose 
most  of  the  ganglion  cells  of  the  plexus  to 
norepinephrine  and  also  to  provide  for  the  over- 
flow of  norepinephrine  to  the  muscle.   Although 
fluorescent  cells  in  Auerbach's  plexus  of  the 
cat  duodenum  were  not  observed,  adrenergic  nerve 
cells  in  the  wall  were  seen  when  diffusion  of 
fluorescent  products  occurred.   In  the  cardiac 
and  the  anal  sphincters  there  was  an  exceedingly 
dense  innervation  of  longitudinal  and  circular 
muscle. 


7207      THE  EFFECTS  OF  CORTISOL  AND  BUDR  ON 

CELLULAR  DIFFERENTIATION  IN  THE  SMALL 
INTESTINE  IN  SUCKLING  RATS.   (E.)   Clark,  S.  L., 
Jr.  (U.  Massachusetts  Sch.  Med.,  Worcester). 
Am.   J.   Anat.    1 32  (3) :319-337,  1971. 

Suckling  albino  rats  were  injected  with  Cortisol 
phosphate  (12-18  mg/lOO  g  body  weight,  s.c.)  or 
5-bromodeoxyurIdine  (BUDR;  5-33  mg/lOO  g,  i.p.), 
or  both  or  neither.   Three  days  later  they 
received  an  i nt ra-esophageal  instillation  of 
Evans  blue  in  saline  and  were  sacrif'iced  k-S   hr 
later.   Pinocytosis  by  intestinal  absorptive 
cells  which  were  already  present  was  not  altered 
by  Cortisol,  but  replacement  villous  cells  did 
not  engage  in  pinocytosis.   The  effect  of 
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Cortisol  on  intestinal  pinocytosis  was  negated 
by  simultaneous  administration  of  BUDR. 

7208      EFFECT  OF  ACTINOMYCIN  D  ON  THE  SUB- 
MICROSCOPIC  STRUCTURE  OF  THE  EXOCRINE 
CELLS  OF  THE  ADULT  RAT  PANCREAS.   (E.)   Hork-^,  D. 
(Purkyne  U.  Fac.  Med.,  Brno,  Czechoslovakia)  and 
J.  Toman.  Folia  Morphol.    (Praha)    19(l):51-57, 
1971. 

Adult  white  female  laboratory  rats  received  i.p. 
injections  of  0.05,  0.2,  0.6  or  0.8  mg  of 
actlnomycin  D  (AD),  and  sacrificed  15  hr  later. 
The  pancreases  were  prepared  for  electron 
microscopic  examination  of  the  exocrine  structure. 
The  dose  of  0.05  mg  AD  caused  the  formation  of 
ring-shaped  nucleoli,  with  most  of  the  nucleolar 
material  in  the  periphery.   After  0.2  mg  AD, 
there  were  either  ring-shaped  or  compact  nucleoli. 
There  was  also  rupture  of  the  membrane  of  the 
prozymogen  granules  and  fusion  of  the  granules. 
With  0.6  and,  to  a  greater  extent,  0.8  mg  AD, 
there  was  formation  of  small,  compact  nuclei, 
with  concentration  of  the  chromatin  at  only  1  or 
2  sites  within  the  nucleus.   There  was  a  great 
increase  in  the  spaces  inside  the  granular 
endoplasmic  reticulum  and  in  the  number  of 
autophagic  vacuoles.   The  appearance  of  the 
secretory  granules  after  0.6  or  0.8  mg  was  the 
same  as  that  after  0.2  mg  AD.   The  Golgi  apparatus 
was  now  seldom  seen. 


7209 


the  retroperitoneal  and  subcutaneous  pads  as  well 
as  for  the  whole  body.   Both  cell  size  and  number 
increased  during  post-weaning  growth.   The  depot 
enlargement  at  all  3  sites  in  the  VMH-lesioned 
Zucker  rat  was  clearly  the  result  of  cell  enlarge- 
ment.  Obesity  produced  by  hypothalamic  lesion. ng 
was  therefore  very  different  from  the  genetic 
obesity  seen  in  the  Zucker  rat. 


CELLULARITY  OF  ADIPOSE  DEPOTS  IN  THE 
GENETICALLY  OBESE  ZUCKER  RAT.   (E.) 
Johnson,  P.  R.  (Rockefeller  U.,  New  York,  N.  Y.), 
L  M.  Zucker,  J.. A.  F.  Cruce  and  J.  Hirsch.  J. 
Lipid  Res.    12(6): 706-7 lit,  1971. 

A  comparison  is  made  of  the  changes  in  adipose 
tissue  cellularity  that  occur  during  growth  and 
development  of  the  Zucker  fat  rat  and  its  lean 
littermate.   The  adult  Zucker  rat  was  compared 
with  Zucker  lean  controls  and  the  lean  littermate 
made  obese  by  hypothalamic  lesion.   Lipid  percen- 
tage continued  to  increase  at  weaning  in  the 
obese  Zucker  rat,  in  contrast  to  the  normal, 
and  both  cell  size  and  number  increased  during 
growth  to  a  much  greater  extent  than  in  the  normal. 
In  contrast  to  the  normal  controls,  cell  number 
in  the  obese  Zucker  rat  did  not  stabilize  around 
\k   weeks  but  continued  to  rise  throughout  the 
observation  period.   Also  the  adult  obese  Zucker 
rat  had  cells  of  the  same  size  in  al 1  3  adipose 
depots  studies,  as  compared  to  contro  s.   Tibial 
length  measurements  confirmed  the  earl i er  reports 
that  the  obese  Zucker  rat  had  a  smaller  skeleton 
than  its  normal  littermate.   Ventromedial 
hypothalamically  (VMH) - les ioned  Zucker  rats 
showed  no  growth  depression.   However,  they 
developed  adiposity  in  the  retroper i toneal  and 
gonadal  sites  comparable  to  that  seen  in  the 
Zucker,  but  the  lipid  deposited  s.c.  was  not  of 
the  magnitude  seen  in  the  Zucker  rat   ^t  weaning, 
there  was  a  decrease  in  percentage  of  lipid  for 
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THE  ENDOCRINE  CELLS  IN  THE  HUMAN  COLON 
AND  RECTUM.   AN  ELECTRON  MICROSCOPE 

STUDY  OF  BIOPSY  MATERIALS.   (E.)   Osaka,  M. 

(Niigata  U.  Sch.  Med.,  Japan),  T.  Sasagawa  S. 

Kobayashi  and  T.  Fujita.   f PP'^"  ^^^^^^^f ^"  7, 
Kivoku   (Arch.   Histol.   Jap.)   33(3)  :2'.7-260 ,  1971. 

Biopsy  specimens  were  taken  from  areas  of  normal 
colon  and  rectum  in  13  patients  with  various 
gastrointestinal  diseases  using  a  colonof 1 berscope, 
and  observed  electron  microscopically  for  endo- 
crine cells.   Two  types  of  basal -granul ated  cells 
were  differentiated  on  the  basis  of  the  structure 
of  the  specific  granules  accumulated  toward  the 
base  of  the  cell.   One  was  characterized  by  very 
electron-dense  granules  of  irregular  shape  and 
was  easily  identified  with  the  enterochromaf f . n 
cells  which  occur  widely  in  the  gastrointestinal 
mucosa.   The  other  type  had  round  basal  granules 
of  lower,  but  considerable,  electron  density. 
The  homogeneous  substance  of  the  granules  was 
tightly  encircled  by  a  smooth  membrane  sac.   in 
both  types  of  cells  small  granules,  presumably 
in  an  Immature  stage,  were  found  in  the  vesicles 
of  the  Golgi  apparatus.   Cisterns  oj .^^l"^}^' 
endoplasmic  reticulum  and  mitochondria  with 
mostly  ovoid  profiles  were  dispersed  in  moderate 
lumbers  throughout  the  cytoplasm.   Inconspicuous 
masses  of  a  filamentous  substance  some t  me s 
occurred  among  the  granules  and  °^f"^ll"-   '" 
the  colon  all  of  the  endocrine  cellsmay  reach 
the  luminal  surface  with  a  cytoplasmic  process, 
however,  in  the  rectum  some  of  these  cells  may 
lack  an  apical  process. 
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INTRANUCLEAR  INCLUSIONS  IN  ENDOCRINE 
CELLS  OF  THE  RABBIT  STOMACH.   (Ger.) 
Muller  0.  (U.  Graz  Inst.  Pathol.,  Austria)  and 
M  Ratzenhofer.   Z.  Zellforsch.    Mikrosk.    Anat. 

li  7  C^)  •.526-536.  1971. 
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CECOTROPHY  IN  A  HERBIVOROUS  PRIMATE  OF 
THE  GENUS  LEPILEMUR  AND  ITS  RELATION 

TO  THE  PECULIARITIES  OF  ITS  DIGESTIVE  TRACT. 

(Fr  )   Hladik,  C.  M.  (Natl.  Museum  Nat.  Hist. 

Bruncy.  France).  P.  Charles  Dominique  and  P. 

Valdeb<;uze.  C.    R.    Acad.    Sai.    \D\    (Varvs) 

272(25)  :3191-319'4,  1971. 
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A  STUDY  OF  FIBROBLAST  LIKE  CELLS  IN 
MONOSTRATAL  CULTURES  OF  MOUSE  EMBRYO 
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LIVER.   (Rus.)   Latsinik,  N.  V.  (N.F.  Gamaleia 
Inst.  Epidemiol.,  MicrobioK,  Moscow)  and  I.  V. 
Keilis  Barok.  Biull.    Eksp.    Biol.    Med.    71(6): 
96-99.  1971. 


n\h  AGE  RELATED  CHANGES  OF  THE  CAVERNOUS 

TISSUE  OF  THE  RECTUM.   (Rus.)   Kapull 
L.  L.  Arkh.    Fatal.    33  (7)  :')5-50,  1971. 


7215      CONTRIBUTION  OF  ELECTRON  MICROSCOPY  TO 

THE  IDENTIFICATION  OF  DIGESTIVE  TRACT 
ENDOCRINE  CELLS.   (Fr.)   Zeitoun,  P.  (Univ.  Hosp. 
Ctr.,  Reims,  France).  Ar-oh.    Fr.    Mai.    Appar.    Dig. 
60(Suppl.  1):5-10,  1971. 


7216 

(E.) 
K.  H. 

Anat. 
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THE  SUBMUCOUS  PLEXUS  IN  THE  SMALL 
INTESTINE  OF  THE  TOAD  (BUFO  MELANOSTI CTUS) 
Wong,  W.  C.  (U.  Singapore  Dept.  Anat.), 
Sit,  K.  K.  F.  Ng  and  K.  N.  Chin.  Aata 
(Basel)   79(l):60-69,  1971. 


A  CONTRIBUTION  TO  THE  KNOWLEDGE  OF 
RECEPTORS  OF  THE  GLANDULAR  STOMACH  OF 
BIRDS.   (E.)   Csoknya,  M.  (Attila  Jozsef  U., 
Szeged,  Hungary),  I.  Horvath  and  N.  Halasz. 
Aata  Anat.    (Basel)    79(0:126-137,  I971. 


7218      COMPARATIVE  H I STOCHEM I CAL  STUDY  OF  THE 
DISTRIBUTION  OF  ESTERASES  IN  THE  SMALL 
AND  LARGE  INTESTINE.   (E.)   Weigel,  I.  (Friedrich 
Schiller  U.  Inst.  Anat.,  Jena,  Germany)  and  G. 
Geyer.   Z.  Mikrosk.    Anat.    Forsah.    83(2)  :  1 93-20it 
1971. 


7219      POLARIZING  MICROSCOPE  STUDIES  OF  THE 

FINE  STRUCTURE  OF  THE  EXOPLASMAS  OF  THE 
LIMBIC  CELLS  OF  THE  SMALL  INTESTINE.   (Ger.) 
Jahn,  K.  (Karl  Marx  U.  Inst.  Anat.,  Leipzig, 
Germany),  G.  Scheuner  and  J.  Hutschenrei ter. 
Z.  Mikrosk.   Anat.    Forsah.    83(3)  :299-30'4,  1971. 


7220      STUDIES  ON  THE  CHEMICAL  BUILDING  STONES 

IN  THE  EPITHELIUM  OF  THE  SMALL  INTESTINE 
OF  RATS  AT  VARIOUS  AGES.   (Ger.)   Tew$ ,  K.  (Karl 
Marx  U.  Inst.  Anat.,  Leipzig,  Germany),  K.  Jahn 
and  G.  Leutert.   Z.  Mikrosk.    Anat.    Forsah.    83(3): 
't23-'(37,  1971. 


7221      A  STUDY  OF  THE  CELL  NUCLEOLUS  IN  MICE. 

II.   THE  RELATIONSHIP  BETWEEN  THE 
NUMBER  AND  SIZE  OF  NUCLEOLI  IN  LIVER  CELLS.   (E.) 
Ivanyi,  D.  (Inst.  Dent.  Res.,  Prague)  and  L. 
Mrklas.  Folia  Biol.    (Praha)    1  7  (3)  :  1  71 -1  7*4 ,  I97I. 


7222      SITE  OF  ACTION  OF  PEPTIDASE  IN  THE 

CELLS  OF  SMALL  INTESTINE  EPITHELIUM  OF 
MAMMALS,  BIRDS,  AND  FISHES  OF  DIVERSE  AGE.   (Rus.) 


Kooshuck,  R.  J.  (Inst.  Biol.,  Riga,  USSR). 
Fiziol.    Zh.    SSSi?  57(7) : 1053-1057,  1971. 


7223      BIOCHEMICAL  CHARACTERIZATION  OF 

KUPFFER  AND  PARENCHYMAL  CELLS  ISOLATED 
FROM  RAT  LIVER.   (E.)   Lentz,  P.  E.  (Tulane  U. 
Sch.  Med.,  New  Orleans,  La.)  and  N.  R.  Di  Luzio. 
Exp.    Cell  Res.    67(0:17-26,  1971. 


7224      THE  ULTRASTRUCTURE  OF  SMALL  BOWEL 
EPITHELIUM  DURING  FREEZING.   (E.) 
Makita,  T.  (U.  Montreal  Dept.  Anat.,  Quebec, 
Canada),  A.  KhalessI,  F.  M.  Guttman  and  E.  B. 
Sandborn.  Cryohiology  ^{\)  :2S-h5  ,    1971. 


7225      CALCULATED  INTRACELLULAR  DISTRIBUTION 

OF  DICARBOXYLIC  ACIDS  IN  RAT  LIVER. 
(E.)   Anderson,  J.  H.  (U.  Pennsylvania  Johnson 
Res.  Found.,  Philadelphia)  and  D.  Garfinkel. 
Comput.    Biomed.    Res.    h{\-2)  -.kl-ith ,    1971. 


7226      RELATIONSHIP  BETWEEN  THE  HISTOLOGIC 

PICTURE  OF  THE  GASTRIC  MUCOSA  AND  THE 
SECRETORY  ACTIVITY  IN  MAN.   (Hun.)   Varro,  V. 
(Szeged  Med.  U.,  Hungary),  G.  Karacsony  and  E. 
Pach.  Kiserl.    Orvostud.    23(3) :321 -326,  1971. 


7227      VASCULARIZATION  OF  THE  SMALL  INTESTINE. 

(Sp.)   Rodriguez,  H.  (Sch.  Med.,  Lisbon, 
Portugal),  L.  Ayres  De  Sousa  and  J.  Freitas  De 
Sousa.  Radiologia    (Madr.)    13  (2)  :  1  38-l'43,  1971. 


7228      FINE  STRUCTURE  OF  CRYSTALLOID  NUCLEOIDS 

OF  COMPACT  TYPE  IN  HEPATOCYTE  MICRO- 
BODIES  OF  GUINEA  PIGS,  CATS,  AND  RABBITS.   (E.) 
Tsukada,  H.  (Cancer  Res.  Inst.,  Sapporo,  Japan), 
S.  Koyama,  M.  Gotoh  and  H.  Tadano.  J.    Ultrastmot. 
Res.    36(1-2):159-175,  1971. 


7229 


ISOLATION  OF  A  GOLGI  APPARATUS  RICH 


FRACTION  FROM  RAT  LIVER.   IV.   THIAMINE 
PYROPHOSPHATASE.   (E.)   Cheetham,  R.  D.  (Purdue 
U.  Dept.  Bot.,  Lafayette,  Ind.),  D.  J.  Morre,  C. 
Pannek  and  D.  S.  Friend.  J.    Cell  Biol.    A9(3): 
899-905,  1971. 


7230 


ULTRASTRUCTURE  AND  FUNCTION  OF  THE 


PANCREATIC  ACINAR  CELL.   (Fr.) 
Frexinos,  J.  (Purpan  Hosp.,  Toulouse,  France), 
R.  Fedou  and  A.  Ribet.  Rev.    Med.    Toulouse 
7,  Pt.  l(5):36l-373,  1971. 


7231      DENSE  CYTOPLASMIC  AGGREGATES  ASSOCIATED 

WITH  GOLGI  APPARATUS  CISTERNAE  OF  RAT 
HEPATOCYTES.   (E.)   Kartenbeck,  J.  (U.  Freiburg/Br. 
2nd  Inst.  Biol.,  Germany)  and  W.  W.  Franke. 
Protoplasma  12{\):k3-S'i,    1971. 


859 


MORPHOLOGY,  CELLULAR  STRUCTURE  AMD  II I STOCHEMI STRY 


7232 


CYTOPLASMIC  FILAMENTS  IN  THE  ENTERO- 
CHROMAFFIN  CELLS  OF  MOUSE  JEJUNUM. 

(E.)   Rao,  S.  N.  Proa.    Univ.    Otago  Med.    Soh. 

i»9(l):20-21  ,  1971. 


7234      DIFFERENTIATION  OF  ENDOPLASMIC 

RETICULUM  IN  HEPATOCYTES.   I.   GLUCOSE 
6  PHOSPHATASE  DISTRIBUTION  IN  SITU.   (E.) 
Leskes.  A.  (Rockefeller  U.,  New  York,  N.  Y.  ,  P. 
Siekevitz  and  G.  E.  Palade.  J.    Cell  Biol.    't9(2): 
264-287,  1971. 


7233 


ALTERATIONS  IN  PANCREATIC  PARENCHYMA 
DOGS  FOLLOWING  LIGATION  OF  A  HEALTHY 
PANCREAS.   (Pol.)   Sadowski,  J.  (Med.  Acad  2nd, 
Surg.  Clin  Warsaw,  Poland),  H  U-^'n^ka  and  B. 
Rytel.  Pol.    Pfzegl.    Chir.    43(2)  :155-159.  1971 


7235      DIHYDROURACIL  DEHYDROGENASE  OF  RAT 
IN  LIVER.   SEPARATION  OF  HYDROGENASE  AND 

DEHYDROGENASE  ACTIVITIES.   (E.)   Smith,  A.  E. 
(U.  Manitoba  Dept.  Biochem.,  W' ""'Pf9 '  ^f  ^,°^J  ,,,, 
and  E.  W.  Yamada.  J.    Biol.    Chem.    246(1 1 ):  3610-361 7 , 

1971. 


See  also  numbers:  7295.  7297.  7305.  7313.  7^5'..  7655.  7911 


860 


ABSORPTION —  EXCRETION —  TRANSPORT 


7236      NORMAL  AND  PROMOTED  Gl  ABSORPTION  OF 

WATER-SOLUBLE  SUBSTANCES  II:   ABSORPTION 
OF  VITAMIN  B12  FROM  LI  GATED  STOMACH  AND  INTACT 
INTESTINE  OF  THE  RAT.   (E.)   Davis,  W.  W.  (Lilly 
Res.  Labs.,  Indianapolis,  Ind.)  and  C.  J.  Kreutler 
J.    Pharm.    Sai.    60(l  1 ) :  I65I -iSS^t,  I97I. 

In  the  absence  of  an  absorption  promoter,  poly- 
oxyethylene-20-oleyl  ether  (a  nonionic  surface- 
active  agent),  the  absorption  of  ^''Co-vi  tamin  8)2 
was  extremely  limited  with  gastric-1 igated  rats, 
while  in  the  presence  of  the  promoter  much  more 
absorption  occurred.   Both  with  and  without 
promoter,  increased  doses  of  the  vitamin  [hOQ , 
2000,  and  6OOOO  ng/rat)  resulted  in  a  proportionate 
increase  in  absorption  at  the  higher  concentrations, 
while  less  than  proportionate  absorption  occurred 
at  the  lowest  dose  level.   Experiments  with  intact 
rats  showed  increased  absorption  and  accumulation 
over  normal  in  the  presence  of  promoter.   After  2 
hr,  accumulation  of  the  vitamin  was  greater  in 
the  liver  than  kidney,  whereas  the  kidney  later 
showed  more  accumulation  than  the  liver.   With 
increased  doses  of  vitamin  Bl2,  the  percent  of 
the  dose  absorbed  by  the  normal  intrinsic  factor- 
assisted  process  diminished.   This  decreased 
normal  absorption  efficiency  was  most  marked  in 
going  from  the  lowest  to  the  intermediate  dose. 
However,  with  promoter  present,  absorption 
reached  a  constant  efficiency  as  the  concentration 
of  vitamin  B]2  increased,  but  was  lower  overall 
than  in  the  intrinsic  factor-assisted  process  at 
the  lowest  vitamin  B12  dose.   With  high  doses  of 
vitamin  B12  the  limiting  efficiency  of  absorption 
in  the  presence  of  the  promoter  was  higher  than 
in  its  absence.   At  low  vitamin  B12  concentrations, 
the  efficiency  of  normal  absorption  was  equal  in 
fasted  and  fed  animals  while  feeding  lowered  the 
normal  absorption  at  high  vitamin  concentrations. 
With  promoter;  no  difference  in  absorption  was 
observed  between  fasted  and  fed  animals  at  low 
or  high  vitamin  concentrations.   These  results 
are  seemingly  similar  to  the  action  of  surface 
active  absorption  promoters  on  the  absorption  of 
other  water-soluble  substances. 


7237      COMPARATIVE  STUDIES  ON  THE  ADSORPTION 

OF  VITAMIN  B12  TO  INTESTINAL  MUCOSA 
HOMOGENATE  OF  ADULT  AND  UNWEANED  RATS.   (E.) 
Yamada,  S.  (Tohoku  U.  Fac.  Agric,  Sendai  ,' Japan)  , 
Y.  Yokoyama  and  S.  Kimura.  Tohoku  J.    Exp.   Med 
10't(3):215-223,  1971. 

In  the  adult  rat,  more  vitamin  B12  was  adsorbed 
to  an  intestinal  preparation  with  its  serosa 
than  to  intestinal  mucosa  alone.   However,  the 
presence  of  intestinal  serosa  did  not  affect  the 
enhancement  of  vitamin  B12  adsorption  by  the 
addition  of  gastric  mucosa  preparations.   The 
vitamin  B)2  binding  capacity  of  the  gastric 
preparations  from  the  unweaned  rat  was  1/27  of 
those  from  the  adult  rat  and  increased  in  propor- 
tion to  the  increased  addition  of  the  gastric 


mucosa  preparations  up  to  h.h   mg/lOO  g  body 
weight  of  rat.   Adsorption  of  vitamin  B12  to  the 
intestinal  preparations  of  the  unweaned  rat  or 
the  adult  rat  was  not  affected  by  the  addition 
of  the  gastric  preparations  of  the  unweaned  rat. 
The  amount  of  vitamin  B12  adsorbed  to  the 
intestine  of  the  unweaned  rat  without  gastric 
preparations  was  4-10  times  larger  than  that  to 
the  intestinal  preparations  of  the  adult  rat  with 
gastric  preparations  from  the  adult  rat.  Histologic 
studies  in  the  adult  rat  gastric  gland  showed  a 
large  number  of  chief  cells  which  were  seen  not 
to  contain  granules  and  so  would  not  be  able  to 
secrete  intrinsic  factor  and  pepsinogen  normally. 
In  the  adult  rat  system,  adsorption  of  vitamin 
B]2  was  dependent  on  the  presence  of  bivalent 
cations,  the  effect  of  lack  of  Ca++  was  more  pro- 
nounced than  lack  of  Mg"*"+  ion.   However,  in  the 
unweaned  rat  system,  lack  of  Ca++  had  little 
effect  in  the  adsorption  of  the  vitamin  while 
lack  of  Mg"*"*"  decreased  the  amount  of  vitamin  B]2 
adsorbed.   No  difference  in  initial  velocity  of 
and  time  required  to  reach  maximal  value  of 
vitamin  B12  adsorption  was  found  in  adult  and 
unweaned  rats.   In  unweaned  rats  a  high  value  was 
maintained  for  a  long  period,  while  in  adult 
rats  the  rate  decreased  immediately  after  the 
maximum  value  was  reached.   Reincubation  in 
saline  added  with  EDTA-2Na  caused  the  release  of 
small  amounts  of  vitamin  B12  in  the  unweaned  rat 
system  and  large  amounts  in  the  adult  rat  system. 


7238      THE  EFFECTS  OF  SYNTHETIC  SURFACTANTS 

ON  INTESTINAL  PERMEABILITY  TO  GLUCOSE 
'N  VITRO.   (E.)   Moore,  J.  D.  (Parkland  Mem. 
Hosp.,  Dallas,  Tex.),  M.  L.  Satzman  and  D.  E. 
Overack.  Proa.    Soo,    Exp.    Biol.    Med.    137(A): 
1135-1139,  1971. 

The  phlorhiztn  concentration  used  was  sufficient 
to  prevent  an  uptake  of  glucose  in  everted  small 
intestine  of  hamsters  against  a  concentration 
gradient.   Segments  exposed  to  linear  alkylate 
sulfonate  and  ethyl trimethyl ammonium  bromide  at 
concentrations  of  25  and  50  ppm,  resp.,  exhibited 
an  increased  passive  glucose  transfer  rate. 
Triton  and  al ky 1 benzenesul fonate  did  not  produce 
an  increase  in  permeability  until  concentrations 
of  250  ppm  were  attained.   High  levels  of  anionic 
and  cationic  surfactants  produced  gross  tissue 
alterations  which  were  observed  microscopically. 
The  abnormalities  noted  were  irregular  striated 
borders  of  the  mucosal  epithelium,  with  the 
suggestion  of  loosening  of  intercellular  junctions. 
All  surfactants  tested  produced  intestinal 
permeability  changes  at  levels  lower  than  the 
critical  micellar  concentration.   Increased 
glucose  permeability  could  account,  in  part,  for 
decreased  glucose  uptake  by  the  intestine  when 
exposed  to  detergents  due  to  the  production  of  a 
leak  at  the  mucosal  surface  preventing  the 
establishment  of  a  glucose  gradient  between  the 
mucosal  eel)  and  the  serosal  border. 
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7239 


ABSORPTION  AND  METABOLISM  OF  D(-) 
FRUCTOSE  IN  MAN.   (E.)   Cook,  G.  C. 

(Royal  Free  Hosp.,  London).  M.    J.    Clin.    Nutr. 

ZAdOilSOZ-nO?,  1971. 

Ten  patients  with  cirrhosis,  5  of  whom  had 
ischemic  heart  disease,  and  19  with  no  evidence 
of  liver  disease,  were  fasted  overnight  (10-12 
hr   All  received  fructose  p.o.  and  16  also 
received  glucose  p.o.   Capillary  blood  glucose 
and  fructose  and  venous  blood  pyruvate,  lactate 
and  insulin  levels  were  measured  at  zero  time 
and  for  120  min  after  sugar  ingestion.   There 
was  no  significant  difference  in  absorption  pro- 
ducts of  fructose  in  the  different  groups.   Blood 
glucose  and  insulin  curves  after  fructose  were 
similar  in  all  subjects  and  both  were  significantly 
flatter  than  those  after  glucose.   Blood  pyruvate 
and  lactate  levels  were  similar  in  all  subjects 
after  fructose  but  were  significantly  higher  and 
with  greater  scatter  than  after  glucose. _  The 
mean  blood  fructose  curves  were  highest  in 
patients  with  portal -systemi c  shunts  as  demon- 
strated by  abdominal  collateral  vessels,  from 
which  samples  were  also  analyzed. 

72it0      STUDIES  OF  THE  ABSORPTION  FUNCTION  OF 
EXPERIMENTALLY  TRANSPLANTED  INTESTINE 
IN  DOGS.   (Jap.)   Tanimoto,  K.  (Tokushima  U.  Sch. 
Med.  Japan).  Shikoku  Igaku  Zasshi    (Shikoku 
Acta  Med.)   27(0:16-38,  1971. 

Dogs  were  given  heterotopic  auto-  and  homografts 
of  ileal  segments  in  the  neck  region  as  Thiry-Vella 
fistulas.   Mesenteric  vessels  were  anastomosed  to 
the  carotid  artery  and  jugular  vein.   Immediately 
after  transplantation,  the  absorption  curves  for 
131|-oleic  acid  in  the  autograft  and  homograft 
were  almost  identical.   However,  on  the  fourth 
postoperative  day,  the  absorption  rate  of  the   _ 
homograft  was  significantly  lower.   The  absorption 
function  of  the  autograft  increased  progressively 
up  to  the  third  week,  after  which  it  declined 
slowly,  but  it  was  maintained  up  to  the  tenth 
month.   Lowered  absorption  was  consistent  with 
histological  evidence  of  intestinal  atrophy.   The 
absorption  curves  for  ^^p  and  Na^^^l  in  homografts 
and  autografts  remained  similar  up  to  the  fourth 
day.   However,  the  absorption  of  ^^P  and  Na   I 
in  the  homografts  was  maintained  longer  than  that 
Qf  13li-o1eic  acid,  due  to  the  difference  in 
absorption  mechanism.   By  the  thirteenth  day, 
absorption  was  significantly  lower  in  the  homo- 
grafts  treated  with  immunosuppressive  agents 

(azathioprine  and  dexamethasone) .   The  longest 

survival  of  a  homograft  was  21  days. 

12k]  ION  TRANSPORT  IN  RABBIT  ILEAL  MUCOSA. 

II.   EFFECTS  OF  CYCLIC  3',5'-AMP.   (E.) 
Field  M   (Harvard  Med.  Sch.,  Boston,  Mass.). 
Am.    y.    Physiol.    221  (4) :992-997,  1971. 

Cyclic  AMP  stimulates  an  active  secretory  process 
in  rabbit  ileal  mucosa  manifested  by  the 


appearance  of  a  net  CI  flux  from  serosa  (S)  to 
mucosa  (M)  and  the  disappearance  of  organic 
solute-independent  net  M-to-S  Na  flux.   Increased 
short-circuit  (SCC)  was  produced  by  addition  of 
cyclic  AMP,  dibutyryl  cyclic  AMP,  or  theophylline 
to  the  serosal  side  of  isolated  rabbit  ileal    ^ 
mucosa;  maximal  increment  was  80  microamperes/cm 
for  all  3  agents;  half-maximal  concentrations 
were  3  x  10-3  ^^  8  x  lO'S  M,  and  7  x  10-\  resp. 
The  net  M-to-S  Na  flux  disappeared  30-60  min 
after  theophylline  (lOmM)  or  cyclic  AMP  (7.5  mM) 
addition  to  the  short-circuited  mucosa,  and  net 
CI  flux  was  reversed  in  direction  from  M-to-S  to 
S-to-M  due  to  decrease  in  M-to-S  and  increase  in 
S-to-M  unidirectional  fluxes.   Cyclic  AMP  did 
not  inhibit  glucose-coupled  Na  transport.   Glucose 
addition  on  the  luminal  side  caused  the  same 
increment  in  SCC  in  theophyl 1 ine-treated  as  in 
control  tissues.   ATP,  uridine  triphosphate, 
ADD  5 'AMP,  cyclic  guanos ine  monophosphate  and 
pyrophosphate  all  increase  SCC  on  the  serosal 
side.   Prior  addition  of  theophylline  reduced^ 
SCC  responses  suggesting  a  common  mode  of  action. 
Several  of  these  agents  inhibit  phosphodiesterase 
in  other  tissues. 


7242      EFFECT  OF  AMINOPTERIN  ON  LIPID  ABSORP- 
TION:  DEPRESSION  OF  L I P I D-REESTERI FY ING 
ENZYMES    (E.)   Fromm,  H.  (Albany  Med.  Coll., 
N.  Y.)  and  J.  B.  Rodgers,  Jr.  Am.    J.    Fhys%ol. 
221  (i():998-1003,  1971. 

Lipid  absorption  after  the  i.m.  administration 
of  aminopterin  (250  mg/100  g)  was  investigated. 
Aminopterin  produced  abnormal  intracellular 
function  of  the  rat  small  intestinal  mucosa 
resulting  in  malabsorption  of  lipid.   Assay  ot 
lipid-reesterifying  enzymes  in  the  microsomal 
fraction  of  jejunal  mucosa  showed  reduction  of_ 
enzyme  activity  on  the  third  day  after  completion 
of  drug  treatment.   Absorption  of  a  micellar   _ 
lipid  solution  using  the  everted  gut  sac-technique 
was  investigated.   The  finding  of  greater  amounts 
of  radioactive  lipid  in  the  sacs  fromdrug- 
treated  rats  suggested  that  aminopterin  blocked 
reesterification.   Absorption  of  a  triglyceride 
emulsion  in  thoracic  duct-cannulated  rats  showed 
abnormal  absorption  and  esterification  of  oleic 
acid-l'+C  by  everted  sacs,   jn  vivo  studies  ot 
lipid  absorption  on  the  third  day  after  ami nopten 
confirmed  the  observations  made  by  ni  vjilS- 
studies. 

72it3      EFFECTS  OF  DIETARY  COMPONENTS  ON  Gl 

ABSORPTION  OF  ACETAMINOPHEN  TABLETS  IN 
MAN.   (E.)   Jaffe,  J.  M.,  J.  L.  Colaizzi  (U. 
Pittsburgh  Dept.  Pharm. ,  Pa.)  and  H.  Barry.  III. 
J     PhaJ.    Sai.    60(10:16^.6-1650.  1971. 


;re  also  used.   Absorption  rate  and  extent  ot 
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acetaminophen  was  evaluated  by  measuring  the 
excretion  of  the  drug  at  90-min  intervals  for  9 
hr.   The  carbohydrate  test  conditions  decreased 
the  amount  of  acetaminophen  excreted  initially 
followed  by  a  compensatory  increase  at  later 
time  intervals  and  these  effects  were  significantly 
different  from  the  results  of  the  balanced  test 
meals.   Very  little  difference  in  acetaminophen 
excretion  values  were  found  in  each  time  interval 
among  the  protein,  lipid,  balanced  and  fasting 
conditions.   Three  different  high  carbohydrate 
test  conditions  consisting  of  marshma 1  lows , 
crackers  and  jelly  were  compared.   After  90  min, 
the  highest  amount  of  acetaminophen  was  excreted 
by  the  group  fed  on  marshmallows  while  the  lowest 
amount  was  found  in  the  jelly-fed  group.   rJine- 
hour  cumulative  excretion  of  acetaminophen  was 
highest  again  in  the  group  eating  marshmallows 
and  was  lowest  in  those  fed  on  crackers.   Low  and 
high  pectin  (a  component  of  the  carbohydrate-jelly 
test  meals)  test  conditions  were  compared  with  a 
fasting  condition  and  showed  that  acetaminophen 
excretion  was  depressed  after  high  pectin  treatment 
initially  and  elevated  in  later  time  periods. 
Acetaminophen  absorption  may  be  inhibited  by 
interacting  with  the  pectin  present  in  the 
carbohydrate  test  meals. 


12kh  THE  MODE  OF  TELEPAQUE  ABSORPTION  FROM 

THE  INTESTINE.   (E.)   Reinke,  R.  T.  (U. 
California  San  Diego  Sch.  Med.)  and  R.  N.  Berk. 

Am.    J.   Roentgenol.   Radium  Ther.    Nuol.   Med. 
n3(3):578-58l,  1971. 

To  determine  whether  iopanoic  acid  is  absorbed 
from  the  intestine  through  the  portal  venous 
system  or  into  the  intestinal  lymphatics,  in  vivo 
and  in  vitro  dialysis  experiments  were  performed 
on  Sprague  Dawley  rats  which  usually  contain  only 
1  intestinal  lymph  duct.   Blood  concentration  of 
iopanoic  acid  was  greater  than  the  lymph  concen- 
tration during  the  first  1.5-3  hr  after  both  the 
rapid  injection  and  slow  infusion  into  the 
intestine.   When  125|  iopanoic  acid  was  injected 
intra-arterial ly  or  given  by  i.v.  infusion  it 
appeared  in  the  intestinal  lymph  and  indicated 
that  back-diffusion  occurred  from  the  blood 
since  the  lymph  concentration  after  iopanoic  acid 
was  injected  or  infused  into  the  intestine  was 
the  same  after  intra-arterial  or  i.v.  infusion. 
In  animals  with  and  without  bile  duct  cannulation 
and  to  which  iopanoic  acid  was  injected  into  the 
gut,  the  possibility  of  a  rapid  turnover  of  a 
pool  of  conjugated  iopanoic  acid  that  contributed 
to  the  iopanoic  acid  in  the  blood  and  lymph  was 
ruled  out  since  in  both  groups  of  rats  the  results 
were  the  same.   Lymph  and  whole  blood  dialyzed 
against  Tris-buffered  125,  iopanoic  acid  showed 
that  about  1.5-2  times  more  iopanoic  acid  appeared 
in  the  blood  than  in  the  lymph.   The  cpm/ml  of 
iopanoic  acid  closely  paralleled  the  albumin 
concentration  and  suggested  that  the  increased 
binding  in  blood  was  related  to  its  higher  albumin 
concentration.   There  was  no  difference  in  the 
binding  capacity  of  tr iglyceride-poor  and 


triglyceride-rich  lymph  which  indicated  that  the 
chylomicrons  in  the  triglyceride-rich  lymph  play 
no  part  in  iopanoic  acid  binding.  Iopanoic  acid 
reaches  the  systemic  circulation  through  the 
portal  venous  system  due  to  its  much  higher  flow 
rate  and  the  blood's  increased  capacity  to  bind 
telepaque  as  compared  to  the  intestinal  lymphatics. 

7245      DRUG  ABSORPTION  V:   INFLUENCE  OF  FOOD 

ON  ORAL  ABSORPTION  OF  PHENOBARB ITAL  IN 
RATS.   (E.)   Kojima,  S.  (Kumamoto  U.  Fac.  Pharm. 
Sci.,  Japan),  R.  B.  Smith  and  J.  T.  Doluisio. 
J.    Pharm.    Sci.    60(1 1 ) :  1639-I6itl  ,  1971. 

For  a  100  mg/kg  dose  of  phenobarbi tal ,  fasted 
rats  had  an  average  onset  time  of  28  min  and  an 
average  duration  of  action  of  227  min;  however,  the 
same  dose  in  nonfasted  rats  produced  no  hypnotic 
effect  (righting  reflex  was  not  absent).   The 
presence  of  food  concomitant  to  p.o.  administration 
of  phenobarbi tal  delayed  the  attainment  and 
decreased  the  magnitude  of  the  maximum  serum 
level.   The  percent  of  phenobarbi tal  (100  mg/kg) 
remaining  to  be  absorbed  at  1  hr  was  h .S%    in 
fasted  rats  compared  to  26%  in  nonfasted  rats. 
The  rate  of  absorption  of  phenobarbi tal  was  much 
greater  in  the  intestine  at  pH  6.0  than  in  the 
stomach  at  pH  3.0.   More  than  901  of  the  drug 
remaining  to  be  absorbed  at  any  given  time  was 
contained  in  the  stomach  in  both  fasted  and 
nonfasted  rats.   The  presence  of  food  altered 
absorption,  primarily  by  delaying  stomach 
emptying  and  hence  increasing  the  time  for  the 
drug  to  reach  its  primary  absorption  site. 
Since  the  drug  is  rapidly  absorbed  in  the  intes- 
tine, the  extent  of  absorption  is  the  same  in  the 
nonfasted  rat  as  in  the  fasted  rat.   In  man,  if 
a  second  dose  is  self  administered,  there  is  a 
significant  hazard  of  intoxication  due  to  a 
delayed  onset  of  action. 


7246      INTESTINAL  TRANSPORT  OF  D I  PEPTIDES  IN 

MAN:   RELATIVE  IMPORTANCE  OF  HYDROLYSIS 
AND  INTACT  ABSORPTION.   (E.)   Adibi,  S.  A.  (U. 
Pittsburgh  Sch.  Med.,  Pa.).  J.    Clin.    Invest. 
50(ll):2266-2275,  1971. 

Normal  male  volunteers  were  intubated  with  a 
double-lumened  tube  (with  a  30-cm  distance 
between  the  perfusion  opening  and  the  aspiration 
opening)  with  the  aspiration  opening  positioned 
at  80,  120  or  200  cm  from  the  teeth  for  perfusion 
studies  in  the  duodenum,  jejunum  and  ileum, 
resp.   The  next  day,  intestinal  segments  were 
perfused  with  either  glycyl glycine  (10,  20,  25 
or  50  mM) ;  glycine  (20,  50  or  100  mM) ;  glycyl-L- 
leucine  (20,  50  or  100  mM) ;  glycy Iglycine  (50  mM) 
plus  L-leucine  (50  or  100  mM) ;  glycine  plus  L- 
leucine  (in  equi-molar  mixtures  of  20,  50  and  100 
mM)  ;  glycyl-L-leucine  (20  or  50  mM)  plus  L-iso- 
leucine  (50  mM) .   In  luminal  fluid  there  was  no 
hydrolytic  activity  against  glycy 1 glyc ine  and 
minimal  activity  against  glycy 1 leuci ne.   Within 
each  segment  there  was  greater  absorption  of 
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amino  acids  from  solutions  con  a, n,ng  the  sane 
amount  of  amino  acids  in.dipeptide  than  in  free 
form   With  perfusion  of  equimolar  glycine  and 
leucine,  the  absorption  of  leucine  was  always 
area  er  than  that  of  glycine,  but  th,s  preferent  al 
absorption  of  leucine  was  diminished  (jejunum)  o 
ar^s?  abolished  (duodenum  and  ileum)  -  ^  use  of 
alvcvl leucine.   Peptide  d i sappearance  was  least 

'the  duodenum  an'd  absorption  rates  of  const,  uent 
amino  acids  were  greater  in  the  J-J~  ^^^J^  "^o. 
the  ileum,  and  this  was  accompanied  by  a  3  to  lu 
fold  greater  concentration  of  free  amino  acids  in 
the  ileal  lumen.   These  results  suggest  that 
disappearance  of  dipeptides  from  the  lumen  is  by 
intact  absorption  instead  of  hydrolysis. 
72/47      THE  MECHANISM  OF  DECREASED  INTESTINAL 

SODIUM  AND  WATER  ABSORPTION  AFTER 
ACUTE  VOLUME  EXPANSION  IN  THE  RAT.   (E.) 
Humphreys,  M.  H.  (U.  California  Cardiovasc.  Res. 
Inst.,  San  Francisco)  and  L.  E.  Earley.  J.    Cl'i.n. 
Invest.    50(10:2355-2367,  1971. 

Male  Sprague-Dawley  rats  were  prepared  with  10 
cm  in  vivo  perfusion  segments  of  either  proximal 
jej^u^TTF  distal  ileum.   With  i.v.  infusion  of 
saline  there  was  a  decrease  in  the  net  flux  ot 
Na+  in  both  segments  when  they  were  being  per- 
fused with  Na+  and  glucose  or  mannitol.   With_ 
substitution  of  choline  for  Na+  in  the  perfusion 
medium  there  was  a  net  secretion  of  Na+  from 
blood  into  the  intestinal  segments.   After  saline 
infusion,  the  permeability  of  intestinal  mucosa 
was  increased  5-fold  and  the  un id i rect lonal  f lux 
of  Na"^  from  blood  into  lumen  2-fold,  and  this 
increase  in  unidirectional  flux  of  Na+  was  greater 
than  the  decrease  in  net  Na+  flux.   It  is  con- 
cluded that  the  effect  of  saline  infusion  on 
intestinal  absorption  may  be  due  either  to  an 
increase  in  passive  epithelial  permeability  which 
might  disrupt  solute  gradients  within  the  mem- 
brane, or  to  an  increase  in  flow  of  solution 
into  the  lumen. 


72I48      COMPETITIVE  NATURE  OF  THE  INTESTINAL 

TRANSPORT  MECHANISM  FOR  COBALT  AND 
IRON  IN  THE  RAT.   (E.)   Thomson,  A.  B.  R.  (Queens 
U  Dept  Med.,  Kingston,  Ontario,  Canada),  L.  S. 
Valberg  and  D.  G.  Sinclair.  J.    Clin.    Invest. 
50(11)  :238'»-239'*,  1971. 

Iron  deficiency  was  induced  in  a  group  ofalbino 
rats  by  raising  them  on  a  semisynthetic  diet 
containing  10  mg/kg  of  iron;  iron  overload  was 
induced  in  another  group  by  supplementing  the 
diet  with  150  mg/kg  of  iron  and  injection  of  15 
mg  of  iron  i.m.  on  the  28th  day.   Studies  of 
duodenal  absorption  were  carried  out  at  60  and 
90  days  of  age.   When  the  duodenum  was  perfused 
with  solutions  containing  5  millimoles  of  either 
iron  or  cobalt,  in  iron-overloaded  rats  the  rate 
of  absorption  of  cobalt  was  constant  during  the 
90-min  perfusion  period,  while  the  rate  of  iron 
absorption  decreased  after  30  min.   In  iron- 
deficient  rats  there  was  increased  absorption _ot 
both  iron  and  cobalt  and  this  was  greater  during 


the  initial  30  min  than  during  the  ensuing  hr. 
Using  a  30-min  perfusion  of  duodenal  loops  with  _ 
0.1-10.0  millimoles  of  either  metal,  the  absorption 
was  dose-dependent  in  both  iron-deficient  and   _ 
iron-overloaded  rats.   With  simultaneous  perfusion 
of  both  metals  in  iron-deficient  rats,  each  one 
competitively  inhibited  the  absorption  of  the 
other.   Both  metals  exhibited  a  similar  maximum 
transport  velocity,  but  the  affinity  for  cobalt 
was  greater  than  that  for  iron. 


SELECTIVE  PERMEABILITY  OF  THE  SMALL 
INTESTINE  FOR  FRUCTOSE.   (E.)   Guy, 
(Maimonides  Med.  Ctr. ,  Brooklyn.  H.  Y.)  and 
Deren.  Am.    J.    Physiol.    221  (*():  1051-1056, 
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M.  J. 
J.  J, 
1971. 

The  mechanism  of  fructose  absorption  by  intestinal 
epithelial  cells  was  studied  in  vitro  using  rat 
intestinal  rings.   The  addition  of  phlorhizin 
(5  X  10"'*M),' D-glucose  (lO'^M)  or  L-sorbose  to, 
or  the  absence  of  Na+  from  the  circulation  medium 
did  not  impair  the  rate  of  fructose  entry  into 
rat  intestinal  rings.   While  fructose  uptakewas 
slower  than  galactose  or  3-O-methyl gl ucose ,  its 
rate  of  entry  into  the  cells  exceeded  that  ot 
L-sorbose.   Phlorhizin  markedly  depressed  the   _ 
rate  of  3-O-methyl glucose  and  galactose  absorption, 
thus  the  rate  of  entry  of  fructose  was  faster. 
In  phlorhizin-treated  rabbit  ileal  segments, 
fructose  entered  the  epithelial  cell  at  a  rate 
substantially  greater  than  D-galactose,  D-mannose 
and  L-sorbose.   Fructose  entered  the  cells  at  a 
faster  rate  than  ribose  and  xylose  and  was 
unaffected  by  the  addition  of  L-sorbose,  3-O- 
methyl  gl  ucose,  or  5-ketafructose.   Thus,  the 
intestinal  epithelial  cells  may  have  a  special 
membrane  mechanism  that  allows  for  the  rapid 
entry  of  fructose. 

7250      ETHYLENEDIAMINETETRAACETIC  ACID  AND 
652n  BINDING  BY  INTESTINAL  DIGESTA, 
INTESTINAL  MUCOSA  AND  BLOOD  PLASMA.   (E.)   Suso, 
F  A.  (U.  Georgia  Coll.  Agric,  Athens)  and 
H  M.  Edwards," Jr.  Froo.    Soa.    Exp.    Bvol.   Med. 
138(0:157-162,  1971. 

The  mechanics  involved  in  the  ethyl enedi ami ne- 
tetraacetic  acid  (EDTA)  enhancement  of  zinc 
absorption  was  studied  in  the  Intestina  digesta 
and  mucosa,  and  blood  plasma  levels  of  White 
Leghorn  chickens.   The  dialytic  pattern  of  Zn  in 
all  the  samples  was  not  altered  by  the  presence 
of  EDTA  in  the  diet  of  the  chickens   0'^'^^'^ 
removed  less  than  S%   of  the  "zn  and  EDTA-  C 
present  in  blood  plasma,  30^o  from  the  -^^cosal 
soluble  fraction  and  85^o  that  was  present  in  the 
intestinal  digesta  preparation  and  indicated  that 
no  large  molecule  was  binding  the  element  in  the 
intestinal  digesta.   Gel  filtration  of  the 
intestinal  digesta  revealed  2  major  Peaks;  one 
indicated  a  high  molecular  weight  po  ypeptide 
while  the  second  was  of  a  low  molecular  weight 
and  appeared  to  contain  free  amino  acids.   When 
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EDTA-l'*C  was  given  to  chickens  fed  on  0.125% 
EDTA,  ^^Zn  was  displaced  in  the  intestinal 
digesta  from  its  position  next  to  the  free  amino 
acids  and  was  present  together  with  the  EDTA-'''*C, 
indicating  binding  of  ^^Zn  to  EDTA-1'*C.   In  the 
intestinal  mucosa  the  ^^Zn-EDTA-'''*C  complex  was 
bound  to  a  Zn-binding  protein,  with  a  molecular 
weight  of  1 '4 ,000-1  8  ,000  ,  regardless  of  the  pres- 
ence of  EDTA  in  the  diet.   However,  ^^Zn-EDTA-^'^C 
in  the  blood  plasma  was  bound  to  a  plasma  protein, 
with  a  molecular  weight  of  65,000-70,000,  that 
had  a  greater  affinity  for  zinc  than  the  zinc- 
binding  protein  present  in  the  intestinal  mucosa. 
Ratios  of  EDTA-l'^C:^^Zn  in  the  main  peaks  eluted 
by  gel -f i 1 trat ion  in  each  of  the  3  fractions 
indicated  strong  binding  of  the  EDTA-Zinc  complex. 


7251      BACTERIA,  BILE  SALTS,  AND  INTESTINAL 

MONOSACCHARIDE  MALABSORPTION.   (E.) 
Gracey,  M.  (Princess  Margaret  Hosp.  Res.  Found., 
Perth,  Australia),  V.  Burke,  A.  Oshin,  J.  Barker 
and  E.  F.  Glasgow.  Gut   1 2 (9) :683-692 ,  1971. 

The  hypothesis  that  bacterial  overgrowth  and 
subsequent  deconjugat ion  of  bile  salts  in  the 
upper  small  intestine  results  in  impaired  mono- 
saccharide absorption  was  studied  in  rats  with  a 
self-filling  jejunal  blind  loop.   Using  3  mM 
arbutin  (p-hydroxypheny 1 -B-gl ucos i de)  as  sub- 
strate, the  mean  uptake  in  vitro  was  less  in  all 
segments  from  blind-loop  animals  as  compared  to 
controls.   The  substrate  1  mM  D-fructose  the  rate 
of  uptake  was  less  than  controls  in  all  3  areas 
from  the  blind-loop  animals.   With  10  mM  arbutin 
and  5  mM  D-fructose  in  vivo,  blind-loop  animals 
transported  less  than  controls  with  the  decrease 
in  arbutin  transport  being  greatest  in  the  blind- 
loop,  less  in  the  efferent  jejunum  and  relatively 
normal  transport  in  the  afferent  jejunum.   In  all 
3  areas  from  blind-loop  animals  there  was  an 
increase  in  both  aerobes  and  anaerobes  with  the 
most  luxuriant  flora  being  in  the  blind-loops. 
All  3  areas  studied  in  blind-loop  rats  showed  a 
decrease  in  conjugated  bile  salt  levels  with  a 
corresponding  increase  in  levels  of  deconjugated 
bile  salts.   The  ratio  of  free : conjugated  bile 
salts  was  6:1  in  the  blind  loop,  and  4:1  in  the 
efferent  jejunum  as  compared  to  normal  ratios  of 
less  than  1.   The  electron  microscope  demonstrated 
blistering  and  ballooning  of  the  microvilli 
associated  with  underlying  mitochondrial  swelling 
in  the  affected  cells  in  the  blind  loop  and  distal 
gut  areas.   Bacterial  contamination  of  the  upper 
small  intestine  seemingly  impairs  monosaccharide 
transport  and  may  be  caused  by  abnormal  bacterial 
flora  which  produce  high  levels  of  deconjugated 
bile  sal ts. 


7252      INTESTINAL  FLUID  LOSS  IN  HEMORRHAGIC 

SHOCK.   (E.)   Cook,  B.  H.  (U.  Mississippi 
Med.  Ctr.,  Jackson),  E.  R.  Wilson,  Jr.  and  A.  E. 
Taylor.  Am.    J.    Physiol.    221  (5)  :  1  494-1 't98  ,  1971. 

In  dogs  under  anesthesia,  a  10-cm  loop  of  small 
intestine  (jejunum  or  middle  or  terminal  ileum) 


was  exteriorized  and  control  absorption  studies 
were  performed.   The  dogs  were  then  subjected  to 
hemorrhagic  shock  at  30  mm  Hg  by  phlebotomy 
and  studies  were  repeated,  followed  by  removal 
of  adjacent  specimens  of  small  intestine  for 
hi stochemlcal  analysis.   There  was  a  251  increase 
in  absorption  form  the  intestinal  loop  after 
phlebotomy.   With  i.v.  replacement  of  fluids, 
there  was  a  sharp  decrease  in  absorption,  reaching 
control  values  within  30  min  and  decreasing  by  a 
further  15-20^  within  the  next  half  hr  after 
which  absorption  was  stable.   Portal  vein  pressure 
doubled  (from  8-I6  mm  Hg)  during  the  period  of 
increased  fluid  loss  into  the  intestine.   Histolo- 
gical examination  showed  that  the  tips  of 
intestinal  villi  were  "blown  off"  in  the  absence 
of  any  nuclear  or  cytoplasmic  changes  indicative 
of  necrosis.   There  was  no  difference  between 
normal  and  shocked  intestine  with  respect  to 
distribution  or  intensities  of  tissue  cytochrome 
oxidase,  succinic  dehydrogenase,  alkaline 
phosphatase,  or  acid  phosphatase. 


7253      1  ,25-DIHYDROXYCHOLECALCIFEROL:   THE 
METABOLITE  OF  VITAMIN  D  RESPONSIBLE 
FOR  INCREASED  INTESTINAL  CALCIUM  TRANSPORT.   (E.) 
Frolik,  C.  A.  and  H.  F.  Deluca  (U.  Wisconsin  Coll. 
Agric.  Life  Sci.,  Madison).  Arah.    Bioahem. 
Biophys.    147(0:143-147,  1971. 

The  role  of  1  ,25-dihydroxycholecalci ferol  (1,25- 
DHCC)  in  the  initiation  of  intestinal  calcium 
transport  was  studied  in  vitamin  D-deficient 
chicks  using  1,25-DHCC  prepared  from  [26,27-3h]- 
25-hydroxycholecalciferol  and  purified  chromato- 
graphically.   Following  an  i.v.  dose  of  62.5 
picomoles  of  1,25-DHCC,  the  intestine  picked  up 
a  larger  percentage  (5.9%)  of  the  dose  than  the 
other  tissues  studied  (plasma,  kidney ,  1 i ver, 
bile).   From  70-82%  of  the  radioactivity  initially 
in  the  intestinal  homogenate  appeared. in  the 
1,25-DHCC  region  of  the  chromatogram.   To  test 
the  hypothesis  that  further  metabolism  of  1,25- 
DHCC  may  involve  the  loss  of  tritium  at  the  26  or 
27  position,  [2-3h]-1 ,25-DHCC  was  injected  into 
a  group  of  chicks.   The  distribution  of  radio- 
activity appeared  quite  similar  to  that  obtained 
with  [26,27-3h]  -1,25-DHCC.  Thus,  1,25-DHCC  is 
seemingly  not  metabolized  further  before  it 
initiates  intestinal  calcium  absorption. 


7254      CHARACTERISTICS  OF  CONJUGATED  BILE  SALT 

ABSORPTION  BY  HAMSTER  JEJUNUM.   (E.) 
Gordon,  S.  G.,  P.  B.  Miner,  Jr.  and  F.  Kern,  Jr. 
(U.  Colorado  Med.  Ctr.,  Denver).  Bioahim. 
Biophys.   Acta   248(2) : 333-342 ,  1971. 

The  absorption  of  various  concentrations  of 
conjugated  bile  salts  by  hamster  jejunal  sacs  in 
the  presence  and  absen'ce  of  fatty  acid  and  mono- 
glyceride,  and  the  question  of  efflux  of  bile 
salts  back  into  the  surrounding  medium  were 
studied.   The  quantity  of  taurocholate  and  glyco- 
cholate  absorbed  by  the  tissue  without  lipid  in 
the  medium,  and  of  taurocholate  with  lipid 
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increased  progressively  as  the  concentration  of 
bile  salt  in  the  medium  was  increased.   When  the 
approximate  critical  micellar  concentration  of 
the  bile  salt  was  reached,  the  absorption  of  both 
bile  salts  increased  about  2-fold.   Glycocholate 
absorption  was  1.5  times  greater  than  that  of 
taurocholate  below  the  critical  micellar  concen- 
tration, and  the  same  as  taurocholate  above  this 
point   Glycodeoxycholate  absorption  was  k   tines 
greater  than  taurocholate  and  2.5  times  greater 
than  glycocholate  below  their  critical  micellar 
concentration,  and  1.5  times  greater  than  either 
bile  salt  above  this  concentration.   Net  bile 
salt  absorption  was  not  affected  by  the  presence 
of  fatty  acids  and  monogl yceri de .   Significant 
amounts  of  taurocholate  were  found  to  move  out 
of  the  jejunal  mucosa  into  the  solution  bathing 
the  mucosal  surface. 


7255 


THE  INTESTINAL  UPTAKE  AND  ESTERl F I  CATION , 
IN  VITRO,  OF  FATTY  ACID  AS  A  DIFFUSION 
LIMITED  PR^Ekr-(E.)   Hoffman.  N  E   U.  Western 
Australia  Dept.  Physiol.,  ^edlands)  and  W  J. 
Simmonds.  Bioahim.   Biophys.   Acta   I'i]  (2) : ii\-iii, 
1971. 

The  ratio  of  uptal<e  and  esteri  f  icat  ion  of  a  fatty 
acid  (equimolar  oleic  acid  and  monoolei.n)  by 
everted  sacs  of  rat  intestine  was  reduced  when 
micellar  media  of  a  non-ionic  detergent  (Pluronic 
F68)  were  compared  with  bile  salt  micellar  media 
(sodium  taurocholate  and  sodium  taurodeoxycholate 
In  a  ratio  of  ^trl).  The  uptake  of  fatty  acid  was 
linearly  related  to  its  concentration  in  Pluronic 
F68  micellar  media  with  a  regression  coefficient 
of  0.30.  The  only  variable  between  the  detergent 
and  bile  salt  micellar  solutions  was  found  to  be 
the  diffusion  constant  of  the  fatty  acid.   For 
bile  salt  solutions,  with  an  increasing  rate  of 
uptake  the  percentage  ester i f icat ion  fell,  while 
the  absolute  amount  of  labeled  lipid  esterified 
remained  essentially  constant;  with  Pluronic  F68 
micellar  solution,  the  percentage  and  absolute 
amount  of  labeled  fatty  acid  increased  with  the 
rate  of  uptake.  The  absolute  amount  esterified 
in  Pluronic  F68  was  found  to  have  a  maximum  which 
was  equivalent  to  that  seen  with  tne  bile  salt 
micellar  incubation,  suggesting  that  the  everted 
sac  has  a  limited  capacity  to  esterify  fatty  acids. 


7256      MULTIPLE  NEUTRAL  AMINO  ACID  TRANSPORT 

SYSTEMS  IN  CHICKEN  SMALL  INTESTINE: 
EVIDENCE  FOR  A  SEPARATE  PROLINE  TRANSFER  AGENCY. 
(E.)   Lerner,  J.  (U.  Maine  Dept.  Biochem., 
Orono)  and  P.  Burrill.  Experientia   27  (6) :660-6bl 
1971. 
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ABSORPTION  OF  TRACE  ELEMENTS  (Co,  Cu , 
Mn   Zn)  FROM  THE  INTESTINE.   (Rus.) 

Faitelberg,  R.  0.  (Odessa  U.,  USSR)  and  '   ' 

Frolova.  Fiziol.    Zh. 


'SSSE   57(7): 1058-1066,  1971. 


7258      TRANSPORT  OF  WATER  AND  ELECTROLYTES 
STUDIED  IN  LIVING  RABBIT  BILE  DUCT. 
(Fr.)   Chenderovitch,  J.  (St.  Antoine's  Hosp., 
Paris).  Bev.    Eur.    Etud.    Clin.    Biol.    16(6): 
591-595,  1971. 
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DIGESTIVE  ABSORPTIVE  FUNCTIONS  OF  THE 
ENTEROCYTE.   (E.)   Marsh,  M.  N.  (Univ 

Hosp.,  Boston,  Mass.).  Ann.   R.    Coll.   Surg.    Engl. 

/*8  (6):  356-368,  1971. 


7260 


INTESTINAL  TRANSFER  OF  CHOLINE  IN  RAT 
AND  HAMSTER.   (E.)   Sanford,  P.  A. 

(Univ.  Dept.  Physiol.,  Sheffield,  England)  and_ 

D.  H.  Smyth.  J. 

1971. 


Phusiol.    (Land.)   215(3) :769-788, 


7261 


THE  EFFECT  OF  ACCLIMATION  TEMPERATURE 
ON  AMINO  ACID  TRANSPORT  IN  THE  GOLDFISH 
INTESTINE.   (E.)   Kitchin,  S.  E.  (U.  Southampton 
Dept.  Physiol.  Biochem. ,  Engl  and) ^and^D . ^Morri s , 
Comp.    Bioahem.    Phusiol. 


hn{2^)■.h3^-hh3,   1971. 


7262      ALIMENTATION  DEPENDENT  MODIFICATIONS  OF 

INTESTINAL  ABSORPTION  OF  SODIUM  AND 
WATER    (Ger.)   Scharrer,  E.  (U.  Munich  Inst. 
Anim.  Physiol.,  Germany),  J.  Lutz  and  E.  Boehnecke, 
Ernahr.    Umsah.    18(6)  :2i»8-250,  1971. 


See  also  numbers:   7339,  7711,  79B2 
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7263      B I  GUAM  IDES  AND  GASTRIC  EMPTYING  IN  MAN. 

(E.)   Eisner,  M.  (U.  Basel  Dept.  Med., 
Switzerland)  and  W.  Berger.  Digestion  h{.S)'- 
309-313,  1971. 

Sixteen  patients  without  gastrointestinal  or 
metabolic  disorders  were  fed  1  of  3  test  meals 
(750  ml  tap  water,  alone  or  with  50  or  100  g 
glucose).   Two  hours  before  placement  of  a  naso- 
gastric tube  subjects  received  2  tablets  of 
either  placebo  or  1  g  d imethy 1 -bi gaunide  'gluco- 
phage';  each  subject  served  as  his  own  control, 
the  2  tests  being  performed  on  consecutive  days. 
With  placebo,  the  mean  half-life  for  gastric 
emptying  with  0,  50  and  100  g  of  glucose  was 
10.2,  45.7  and  67.8  minutes,  resp. ;  with  the 
biguanide,  the  values  were  9.2,  '4I.7  and  75 
minutes,  resp.   The  differences  in  emptying  time 
between  the  3  test  meals  were  significant.   The 
difference  between  placebo  and  bigaunide  with  a 
given  test  meal  was  not  significant. 


7264      CONTRACTILE  PROPERTIES  OR  ORGAN-CULTURED 

INTESTINAL  SMOOTH  MUSCLE.   (E.) 
Rikimaru,  A.  (Tohoku  U.  Sch.  Med.,  Sendai  ,  Japan). 
Tohoku  J.   Exp.   Med.    1 03 (4) :31 7-329 ,  1971. 

Smooth  muscle  of  guinea  pig  taenia  col i  preparations 
cultured  in  medium  rich  in  horse  serum  and  chick 
embryo  extract  responded  to  nicotine  and  trans- 
mural stimulation  at  low  frequencies  for  more 
than  3  weeks.   Responsiveness,  however,  was  lost 
after  2  or  3  weeks  of  incubation  in  a  medium 
containing  lower  concentration  of  horse  serum  and 
deficient  in  chick  embryo  extract.   After  h   days 
in  the  latter  type  culture,  which  is  adequate 
for  the  maintenance  of  smooth  muscle  but  not  nerve 
element,  the  preparations  failed  to  produce  a 
relaxation  by  transmural  stimulation  at  high 
frequencies,  though  it  was  produced  at  low 
frequencies  and  by  nicotine.   The  fluorescence  of 
catecholamines  disappeared  at  the  same  stage  of 
culture,  but  no  supersensitivity  to  norepinephrine 
and  acetylcholine  was  observed.   Hi stof 1 uoromet r i c 
observations  of  the  taeniae  before  culture  failed 
to  reveal  any  adrenergic  nerve  cells  in  Auerbach's 
plexus  even  after  treatment  with  monoamine 
oxidase  inhibitor,  although  abundant  intensely 
fluorescent  nerve  fibers  were  observed  in  the 
musculature  of  the  taeniae  and  around  the  non- 
fluorescent  ganglion  cells  in  Auerbach's  plexus. 
Apparently,  there  are  nonadrenergic  inhibitory 
neurons  within  the  taenia.   The  transmitter,  not 
dopamine  or  5-hyd roxytryptami ne ,  of  the  intra- 
mural inhibitory  neurons  showed  no  fluorescence 
after  treatment  with  formaldehyde  vapor. 


7265      ELECTROPHYSIOLOGICAL  PROPERTIES  OF  THE 

SMOOTH  MUSCLE  CELLS  OF  THE  BILIARY 
SYSTEM  OF  THE  GUINEA-PIG.   (E.)   Creed,  K.  E. 
(Kyushu  U.  Fac.  Dent.,  Fukuoka,  Japan)  and  H. 
Kuriyama.  Jap.    J.    Physiol.    2 1  (3) : 333-3'*8 ,  1971. 


Microelect rodes  were  used  to  measure  the 
electrical  activity  of  the  biliary  system  of  the 
guinea  pig.   In  a  modified  Krebs  medium,  the  mean 
resting  potential  of  the  gallbladder  was  -36.9 
millivolts  (mV)  and  there  was  usually  no  activity. 
With  the  addition  of  acetylcholine,  barium  or 
tetraethyl ammonium  chloride  to  the  Krebs  medium, 
the  membrane  of  the  gallbladder  was  depolarized 
and  a  burst  of  spike  discharges  was  initiated. 
With  insertion  of  2  microelect rodes  into  smooth 
muscle  cells  of  the  gallbladder,  there  was  good 
synchronization  of  bursts  and  individual  spikes 
through  the  gallbladder.   Spikes  occurred  first 
nearest  the  bile  duct,  and  were  conducted  to  the 
distal  end  at  a  velocity  of  6.0-8.5  mm/sec.   In 
the  common  bile  duct,  the  membrane  potential  of 
the  ampulla  was  -51.3  mV ,  and  that  of  the  rest 
of  the  duct  was  -38.6  mV.   Spontaneous  electrical 
activity  of  the  common  duct  was  the  same  in  both 
the  isotonic  and  hypertonic  Krebs  solutions,  and 
there  was  synchronization  of  bursts  but  not  of 
individual  spikes.   There  was  no  recordable 
activity  from  the  hepatic  duct  itself  or  from 
either  the  cystic  or  common  bile  duct  in  the 
region  of  the  hepatic  duct.   There  was  no 
evidence  of  synchronization  with  simultaneous 
recordings  from  the  ampulla  of  the  common  bile 
duct  and  from  a  point  on  the  duodenum  1  mm  away. 


7266      ADRENOCEPTORS  IN  THE  GUINEA-PIG  COLON. 

(E.)   Oremerod,  L.  P.  (U.  Manchester 
Dept.  Pharmacol.,  England)  and  A.  H.  Weston. 
Br.    J.    Pharmacol.    't3  (2)  i^tl  1 -^413  ,  1971. 

The  antagonism  of  actions  of  isoprenaline  and 
phenylephrine  by  propranolol,  phentol ami ne , 
thymoxamine  and  dibenamine  was  studied.   Both 
isoprenaline  (more  persistent)  and  phenylephrine 
produced  a  rapid  concentration-dependent  relaxa- 
tion of  distal  guinea  pig  colon.   I soprenal i ne- 
induced  relaxation  was  antagonized  in  the  presence 
of  propranolol,  but  not  phentol ami ne ,  thymoxamine 
or  dibenamine  (except  for  maximum  response 
reduction).   Phenylephrine's  effect  on  distal 
colon  was  antagonized  by  propranolol,  phentolamine 
and  thymoxamine.   In  the  presence  of  dibenamine, 
the  maximum  response  to  phenylephrine  was  reduced 
by  hS   percent.   The  action  of  isoprenaline  on 
guinea  pig  colon  is  apparently  mediated  by  beta- 
adrenoceptors.   In  the  distal  colon  phenylephrine 
effects  are  explainable  in  terms  of  an  inter- 
action with  both  alpha-  and  beta-adrenoceptors . 


7267      SPECIFIC  ANTAGONISTS  FOR  THE  MYOTROPIC 

ACTION  OF  ANGIOTENSIN  II  AND  ANTIOTENSIN 
I  ON  THE  ISOLATED  RAT  COLON.   (E.)   Gagnon,  D. 
(Univ.  Hosp.  Ctr.,  Sherbrooke,  Quebec,  Canada), 
W.  K.  Park  and  D.  Regoli.  Br.    J.    Pharmaaol. 
^3(2):'t09-'tll  ,  1971. 

In  the  presence  of  8-L-alanine  angiotensin  II 
(analogue  of  angiotensin)  the  response  of  the 
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isolated  rat  colon  to  angiotensin  II  and  angio- 
tensin I  decreased  by  about  90^,  while  that  to 
acetylcholine  and  5-hydroxy t ryptamine  was  not 
modified.   S-D-Phenylal ani ne- I  angiotens i n  1  I  had 
similar  effect  on  angiotensin  I  and  II  and 
decreased  slightly  the  response  to  5-hydroxy- 
tryptamine;  acetylcholine  was  not  influenced. 
Following  observation  of  the  effect  of  the  ant- 
agonists and  superfusion  with  control  Krebs 
solution,  the  agonists  (angiotensin  I  and  II) 
regained  their  myotropic  activity  30  min  later. 
This  demonstrated  the  reversibility  of  effects 
of  the  antagonists.   Specific  antagonists  against 
angiotensin  I  and  I  I  may  be  obtained  by  changing 
the  spatial  orientation  or  by  removing  the  phenyl 
group  of  8-phenyl alani ne. 

7268      EFFECT  OF  DISTAL  ANTRECTOMY  ON  GASTRIC 

EMPTYING  OF  LIQUIDS  AND  SOLIDS.   (E.) 
Dozois,  R.  R.  (Mayo  Clin.,  Rochester,  Minn.), 
K  A.  Kelly  and  C.  F.  Code.  Gastroenterology 
6i(5):675-68l,  1971. 

Prior  to  antrectomy,  NaCl  insti Hates  were 
emptied  rapidly  from  the  stomach  into  the  duodenum 
of  intact  dogs  and  the  square  root  of  the  volume 
remaining  in  the  stomach  declined  linearly  with 
time,  and  after  25  min  only  50^  of  the  instillate 
remained  in  the  stomach.   Distal  antrectomy 
slightly  increased  the  speed  of  gastric  emptying 
of  the  liquid  instillates  without  disturbing  the 
square  root  pattern  of  the  emptying.   Fifty 
percent  of  the  Instillate  was  evacuated  in  19  min. 
In  contrast  to  the  slight  effect  on  liquids,  distal 
antrectomy  markedly  speeded  the  previous  pre- 
antrectomy  slow  discharge  of  solid  plastic  spheres 
from  the  stomach.   Half  or  more  had  passed  into 
the  duodenum  in  1  hr  or  less  as  compared  to  the 
i»  hr  required  before  operation.   Also,  rhythmic 
retropulsion  of  the  spheres  to  the  terminal 
antrum  seen  prior  to  the  antrectomy  was  not  seen 
after  antrectomy.   Following  antrectomy  gastric 
emptying  of  liquids  was  no  longer  speeded  in  any 
dog  by  the  simultaneous  administration  of  liquids 
and  solids,  as  it  had  been  in  some  dogs  prior  to 
the  operation.   in  addition,  after  antrectomy, 
gastric  emptying  of  solids  was  still  not  con- 
sistently altered  by  the  simultaneous  administra- 
tion of  liquids  and  solids.   The  distal  antrum 
and  pylorus  have  a  minor  role  in  the  gastric 
emptying  of  liquids,  but  are  seemingly  of  great 
importance  in  the  gastric  emptying  of  solids. 


7269       CIRCUMFERENTIAL  COUPLING  OF  ELECTRIC 
SLOW  WAVES  IN  CIRCULAR  MUSCLE  OF  CAT 
COLON.   (E.)   Christensen,  J.  (VAHosp.,  Iowa 
City,  Iowa)  and  R.  L.  Hauser.  Am.   J.    Physiol. 
22l('f):1033-1037,  1971. 

The  characteristics  of  the  spread  of  slow  waves 
in  the  circular  muscle  of  the  cat  colon  in  the 
transverse  and  longitudinal  axes  were  studied 
using  6  volume  recording  electrodes  aligned  along 
3  axes.   Phase  lock  across  all  6  electrodes  was 


observed  92.3-100%  of  the  time  in  the  0°  axis, 
66.7-100?^  of  the  time  in  the  +5°  axis,  and  75.9" 
1001  of  the  time  in  the  -5°  axis.   The  direction 
of  phase  lag  exhibited  a  variety  of  patterns, 
the  most  common  being  a  diverging  single  split 
pattern  which  occurred  56.3-68.5%  of  the  time  in 
the  3  axes.   \Javes  were  also  observed  to  spread 
(in  order  of  frequency)  in  a  clockwise  pattern, 
counterclockwise,  a  converging  split  pattern  and 
a  double  split  pattern.   Apparent  velocities  did 
not  differ  either  between  the  2  directions  or 
among  the  3  axes  (7.5-9.6  mm/sec).   In  the 
dominant  situation  of  phase  lock  across  all  6 
recording  points,  coupling  distance  was  less 
than  28.8  mm,  nearly  the  complete  circumference 
of  this  colonic  segment.   The  frequency  of  slow 
waves  was  2.2-2.6  cycles/min,  with  no  apparent 
differences  between  the  3  axes. 


7270      DIMETHYL  SULFOXIDE,  A  REVERSIBLE 
INACTIVATOR  OF  RECEPTOR-EFFECTOR 
SYSTEMS  IN  THE  ISOLATED  GUINEA-PIG  ILEUM.   (E.) 
Zetler,  G.  (Lubeck  Med.  Acad.  Inst.  Pharmacol., 
Germany)  and  H.-J.  Langhof.  Naunyn  Sahmiedebergs 
Arah.    Pharmakol.    270('4)  :36l-377,  1971. 

The  effect  of  dimethyl  sulfoxide  (DMSO)  on  the 
smooth  muscle  stimulating  actions  of _ carbachol , 
histamine,  and  nicotine  was  studied  \n   v 1 1 ro 
using  isolated  guinea  pig  ileum.   Only  at 
relatively  high  concentrations  (at  least  0.13  M) 
did  DMSO  reduce  the  affinity  and  activity  of^ 
these  3  spasmogens,  doing  so  in  a  non-competitive 
manner.   Great  differences  were  observed  in  the 
speed  of  recovery  from  1.92  M  DMSO  between 
affinity  and  activity  of  both  histamine  and 
carbachol.   Under  the  influence  of  a  competitive 
antagonist  (nicotine  acid  tropine  ester),  the 
dose  response  curves  shifted  to  the  right  in  a 
parallel  fashion.   Whereas  the  effect  of  DMSO  on 
the  activity  of  the  3  contractility  stimulants 
was  reduced  by  an  excess  of  calcium  (CaCl2)  m 
the  medium,  its  effect  on  the  affinity  for  these 
agents  was  not  influenced  by  Ca  excess.   Inter- 
ference with  structure  and  function  of  water  in 
membranes  and  cells  seems  to  be  the  mode  °^ 
action  of  DMSO  in  altering  the  effects  of  carbachol, 
histamine  and  nicotine. 


7271 


THE  FURTHER  PURIFICATION  OF  MOTILIN,  A 
GASTRIC  MOTOR  ACTIVITY  STIMULATING 
POLYPEPTIDE  FROM  THE  MUCOSA  OF  THE  SMALL  INTESTINE 
OF  HOGS.   (E.)   Brown,  J.  C.  (U.  British  Columbia 
Dept.  Physiol.  Surg.,  Vancouver,  Canada),  V,  Mutt, 
and  J.  R.  Dryburgh.  Can.    J.    Physiol.    Pharmacol. 
't9(5):399-'405,  1971. 

Physiological  and  chemical  data  obtained  from^ 
studies  of  motilin  reveal  it  to  be  quite  distinct 
from  the  other  identified  gastrointestinal  hormones 
extracted  from  the  mucosa  of  the  upper  small 
intestine  of  the  hog.   In  particular,  the  identifi- 
cation of  phenylalanine  as  the  N-terminal  amino 
acid,  the  presence  of  glutamine  and  glutamic 
acid  in  large  amounts,  and  the  absence  of  hi^tidjae 
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distinguish  it  from  secretin  and  chol ecystoki n in- 
pancreozymin.   Motilin  has  a  stimulatory  effect 
on  pepsin  secretion  from  fundic  pouches,  as  does 
secretin,  but  secretin  does  not  stimulate  motor 
activity  in  fundic  pouches.   The  action  of  the 
polypeptide  in  stimulating  antral  motor  activity 
is  similar  to  that  seen  with  gastrin  and  chole- 
cystokin in-pancreozymin,  but  this  polypeptide 
has  no  pancreatic  effects  and  will  not  stimulate 
H"*"  secretion  from  fundic  pouches. 


TRACT  FROM  THE  GUINEA  PIG.   (Jap.)   Akanuma,  M. 
(Sapporo  Med.  Coll.,  Japan).  Sapporo  Igaku   Zasshi 
(Sapporo  Med.    J.)    38  (1 /2) : 41 -52,  1970. 


7276      RELATIONSHIP  BETWEEN  STIMULATING 

ACTION  OF  PROSTAGLANDIN  E]  AND  CALCIUM 
ON  THE  GASTROINTESTINAL  SMOOTH  MUSCLE  FROM  THE 
GUINEA-PIG.   (E.)   Akanuma,  M.  (Sapporo  Med.  Coll 
Japan).  Sapporo  Igaku   Zasshi    (Sapporo  Med.    J.) 
38(l/2):53-59,  1970. 


7272      THE  STOMACH  AS  A  PUMP.   (E.)   Ilelsen, 
T.  S.  (Stanford  U.  Sch.  Med.,  Calif.) 
and  S.  Kohatsu.  R.    C.    Rom.    Gastroenterol.    3(2): 
65-71,  1971. 


7277      STUDIES  ON  THE  GASTRIC  MOTILITY  IN  THE 

LLAMA.  (Ger.)  Ehrlein,  H.  J.  (Sch. 
Vet.,  Hanover,  Germany)  and  W.  Von  Engelhardt. 
Zentralbl.    Veterinarmed.     [A]    18(3) : 1 8I-I9I ,  1971. 


7273      GASTRIC  STASIS  AFTER  VAGOTOMY.   (Fr.) 

Benoit,  D.  (CHU  Cent.  Radiol.  Serv., 
Nancy,  France),  J.  Fays,  J.  C.  Hoeffel  and  P. 
Gaucher.  J.    Radiol.    Eleatrol.    Med.    Mai.    52(5): 
275-278,  1971. 


727't      A  CRITICAL  ANALYSIS  OF  THE  MOTOR 

FUNCTIONS  OF  THE  STOMACH  IN  CATTLE. 
(Fr.)   Ruckebusch,  Y.  (Natl.  Vet.  Sch.,  Toulouse, 
France)  and  R.  N.  B.  Kay.  Ann.    Reoh.    Vet.    2(1): 
99-136,  1971. 


7275 


MODES  OF  THE  STIMULATING  ACTION  OF 
PROSTAGLANDIN  E,  ON  THE  GASTROINTESTINAL 


7278      THE  IMPORTANCE  AND  CLINICAL  VALUE  OF 

DISTURBANCES  OF  THE  GASTRO  DUODENAL 
MOTILITY.   (Fr.)   Labo,  G.  (1st  Inst.  Pathol. 
Med.,  Bologna,  Italy).  Med.    Hyg.     (Geneve) 
29(9'*9):195-197,  1971. 


7279 


THE  CENTRAL  AND  PERIPHERAL  NERVOUS 
REGULATION  OF  GASTRODUODENAL  MOTILITY. 
(Fr  )   Fasano,  V.  A.  (U.  Turin  Neurosurg.  Serv., 
Italy).  Med.    Hyg.    (Geneve)   29(9'49) :  19'*-195,  1971 


See  also  numbers:   73^9,  7'»67,  lh(>3,    7A76,  803O 
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7280      MECHANISM  OF  ACTIVATION  OF  RAT  STOMACH 

HISTIDINE  DECARBOXYLASE  AFTER  VAGAL 
DENERVATION.   (E.)   Hikanson,  R.  (U.  Lund  Dept. 
Pharmacol.,  Sweden)  and  G.  Leidberg.  Eur.    J. 
Pharmacol.    l6(l): 78-89,  1971. 

No  difference  was  found  between  a  semi -puri f ied 
preparation  of  histidine  decarboxylase  from  the 
stomachs  of  vagal ly  denervated  rats  and  the 
specific  enzyme  characterized  previously  in 
gastric  mucosal  extracts  from  normal  rats  and  in 
fetal  rat  tissues.   In  fasted  rats,  the  enzyme 
activity  was  markedly  increased  after  bilateral, 
but  not  after  unilateral,  vagotomy.   In  both  the 
innervated  and  denervated  sides  of  the  stomach, 
unilateral  vagotomy  had  no  effect  on  the  increase 
in  enzyme  activity  seen  with  feeding  and  administra- 
tion of  insulin.   The  postvagotomy  increase  in 
enzyme  activity  was  abolished  by  antrectomy. 
Perfusion  of  the  stomach  with  HCl  markedly  re- 
duced enzyme  activity  in  vagotomized  rats,  while 
perfusion  with  phosphate  buffer  at  pH  7-0  in- 
creased enzyme  activity  in  normal,  fasted  rats, 
in  normal,  fasted  rats,  enzyme  activity  was 
increased  by  doses  of  atropine  and  propantheline 
bromide  sufficient  to  inhibit  acid  secretion. 
The  atropine  effect  was  abolished  by  antrectomy. 
Histamine  increased  acid  secretion  in  normal  but 
not  in  vagotomized  rats  and  reduced  enzyme^ 
activity  in  normal,  fasted  but  not  vagotomized 
rats.   Histamine  inhibited  the  increase  in  enzyme 
activity  in  response  to  feeding  or  insulin,  but 
not  that  in  response  to  pentagast ri n . 


728I       INHIBITION  OF  GASTRIC  ACID  SECRETION 

IN  VITRO  BY  C-TERMINAL  OCTAPEPTIDE  OF 
CHOLECYSTOKTnIN.   (E.)   Nakajima,  S.  (U.  Alabama 
Sch.  Med.,  Birmingham),  B.  I.  Hirschowitz,  R.  L. 
Shoemaker  and  G.  Sachs.  Am.    J.    Physiol.    221  (it): 
1009-1013,  1971. 

The  effects  of  the  synthetic  C-terminal  octapeptide 
of  cholecystokinin  (octacholecystokin i n) ,  secretin, 
and  glucagon  on  isolated  gastric  mucosa  of 
Necturus  maculosus  and  Rana  pipiens  were  studied. 
Addition  of  the  octapeptide  (1  x  10"'  M)  to  the 
nutrient  solution  was  followed  by  a  transient 
sharp  rise  in  transmucosal  potential  difference 
(PD)  and  a  fall  in  resistance,  followed  by  a 
transient  increase  in  PD  and  a  decrease  in 
resistance;  however,  it  did  not  evoke  H  secretion. 
Octacholecystokinin  (1  x  lO-'^M)  administration 
caused  a  significant  reduction  of  basal,  penta- 
gastrin-,  and  theophy 1 1 i ne-st imul ated  H+  secretion 
in  the  gastric  mucosa  of  Necturus.   In  Rana 
pipiens,  octapeptide  (l  x  IQ-'M)  produced  a  l»5'o 
increase  of  H+  secretion  above  the  pretreatment 
level  with  a  decrement  in  PD  and  resistance,  and 
a  significant  decrease  in  the  calculated  short- 
cicuit  current.   Secretin,  up  to  7.5  clinical 
units  per  ml,  and  glucagon  (1  x  IQ-'^M)  had  no 
effects  whatsoever  on  H+  secretion,  transmucosal 
PD,  and  resistance  in  either  species. 


7282      IDENTIFICATION  OF  Lactobaci 1 lus  AS  THE 
SOURCE  OF  BACTERIAL  HISTIDINE  DECARBO- 
XYLASE IN  RAT  STOMACH.   (E.)   Hor^kovS,  Z.  (NIH, 
Bethesda,  Md.),  C.  H.  Zierdt  and  M.  A.  Beaven. 
Eur.    J.    Pharmaool.    l6(l):67-77,  1971. 

Using  normal  and  axenic  Sprague-Dawley  rats  it 
was  found  that  several  strains  of  Lactobacillus 
acidophilus  are  the  source  of  bacterial  histidine 
decarboxylase  in  the  stomach  of  the  rat.   The 
organisms  occurred  mainly  in  the  membranous 
portion  and,  to  a  lesser  extent,  in  the  glandular 
portion  of  the  stomach.   Some  of  the  strains  of 
this  bacterium  contained  this  enzyme  and  produced 
histamine.   A  decrease  in  gastric  enzyme  activity 
and  gastric  histamine  content  followed  conditions 
which  reduced  the  number  of  gastric  1 actobaci 1 1 i , 
including  fasting,  or  treatment  with  reserpine 
or  neomycin.   Upon  exposure  of  axenic  rats  to  a 
nonsterile  environment,  the  stomachs  were  rapidly 
colonized  by  the  Lactobacil lus  organism.  The 
gastric  juice  histamine  content  of  axenic  rats 
was  0.1  yg/ml  while  that  of  normal  rats  was  3.3 
yg/ml . 


7283      SENSORY  DEPRIVATION  OF  VISCERAL 

ACTIVITY.   III.   THE  EFFECT  OF  OLFAC- 
TORY DEPRIVATION  OF  CANINE  GASTRIC  SECRETION. 
(E.)   Schapiro,  H.  (U.  Tennessee  Med.  Units, 
Memphis),  L.  G.  Britt,  C.  W.  Gross  and  K.  J. 
Gaines.  Psychosom.   Med.    33  (5)  ='429-'*  35  ,  1971. 

Marked  inhibition  of  gastric  secretory  output 
was  observed  in  h   dogs  over  a  ^t  month  period 
after  olfactory  input  was  eliminated  by  aspiratiot 
and  cutting  of  the  olfactory  stalk.  Three  dogs 
with  bilateral  craniotomy  alone  evidenced  no 
effect  on  gastric  secretory  output.   Normal 
values  for  the  parameters  tested  were  established 
in  individual  dogs  prior  to  -surgery.   Animal 
response  was  measured  by  challenge  to  insulin- 
induced  hypoglycemia,  teasing  with  meat,_and 
histamine  injection.   Acid  output,  gastric 
volume,  acid  concentration,  and  pepsin  concentra- 
tion were  all  reduced  in  the  dogs  with  severed 
stalks.   Histologic  study  revealed  no  change  in 
staining  characteristics  (hematoxylin  and  eosin, 
periodic  acid-Schiff)  nor  change  in  the  height 
of  the  gastric  mucosa  during  the  h   months  as 
compared  with  control  dogs.   No  decrease  of 
gastric  activity  was  noted  in  the  dogs  with 
bilateral  craniotomy.   It  is  postulated  that_ 
sensory  input  act  on  vagal  nuclei  in  a  definite 
pattern. 


728'*      PARIETAL  CELL  MASS  IN  HEALTHY  HUMAN 

STOMACH.   (E.)   Naik,  S.  R. ,  S.  C. 
Baiai.  R.  K.  Goyal  (Baylor  Coll.  Med.,  Houston, 
Tex  )   D.  N.  Gupta  and  H.  K.  Chuttani.  Gastro- 
enterology  6l(5):682-685,  1971. 

Parietal  cell  mass  (PCM)  was  estimated  in 
stomachs  of  11  healthy  Indian  males  who  died  in 
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traffic  accidents.   The  average  PCM  was  1005.12 
million  cells  per  stomach  with  a  range  of  539.4 
to  1981.9  million  cells.   The  surface  area  of  the 
acid-producing  mucosa  varied  from  383  to  784  cm^ 
with  an  average  of  583.48  cm^ .  A  good  correlation 
between  the  acid-bearing  area  and  the  mucosal 
volume  was  found  and  indicated  that  variations 
in  the  acid-bearing  areas  of  different  specimens 
was  not  due  to  variations  in  stretching  of  the 
mucosa.   No  correlation  was  found  between  the 
PCM  and  the  age  of  the  subjects;  however,  the 
stomachs  with  large  surface  areas  were  correlated 
with  large  parietal  cell  populations.   The 
average  total  mucosal  height  was  0.26  mm  and  the 
average  glandular  mucosal  height  was  0.17  mm  with 
a  good  correlation  between  the  2.   These  results 
suggest  that  the  lower  acid  output  attributed  to 
Indians  as  compared  to  Western  subjects  may  not 
be  due  to  differences  in  parietal  cell  population. 


7285      PLACEBO  GASTRIC  ANALYSIS.   (E.)   Rider, 

J.  A.  (Franklin  Hosp. ,  San  Francisco, 
Calif.).  Am.    J.    Gastroenterol.    56 (4) :364-370, 
1971. 

The  effect  of  a  controlled  study  using  placebos 
on  the  basal  gastric  and  the  augmented  histamine 
analyses  was  determined  in  48  male  volunteers 
who  had  20  clinical  units  of  free  hydrochloric 
acid  in  each  of  four  15-min  basal  fasting  gastric 
specimens.   Placebo  medication  consisted  of 
lactose,  glucose  or  barium  sulfate  and  was 
dispensed  in  identical  capsules  3  times  daily. 
Subjects  fasted  the  day  before  the  test.   The 
morning  of  the  test  the  residual  gastric  juice 
was  aspirated  from  the  stomach  and  the  basal-hour 
collection  consisted  of  gastric  juice  continuously 
aspirated  and  divided  into  4  consecutive  inter- 
vals of  15  min  each.   Gastric  juice  from  each  I5- 
mln  period  was  measured  and  pepsin  content  pooled. 
After  basal  hour  gastric  aspiration  was  dis- 
continued, an  augmented  histamine  test  consisting 
of  histamine  and  benadryl  was  administered  i.m. 
The  augmented  histamine  test  always  resulted  in 
an  increased  volume  and  increased  clinical  units 
of  free  HCl ,  and  a  decrease  in  pH  was  measured  by 
subsequent  basal  hour  gastric  analysis.   The 
hourly  output  of  pepsin  increased  but  its  con- 
centration remained  the  same.   Neither  a  single 
dose  of  placebo  nor  a  week  of  placebo  had  any 
effect  on  the  augmented  histamine  test  or  basal 
gastric  analysis.   Therefore,  in  this  study  the 
use  of  reinforced  placebos  had  no  effect  upon  the 
basic  gastric  analysis  nor  did  they  influence  the 
effect  of  the  augmented  histamine  test. 


7286      EVIDENCE  FOR  AN  ENTEROGASTRI C  REFLEX 

FOR  THE  INHIBITION  OF  ACID  SECRETION. 
(E.)   Konturek,  S.  J.  (U.  Oklahoma  Med.  Ctr. , 
Oklahoma  City)  and  L.  R.  Johnson.  Gastroenteroloqii 
6l(5):667-674,  1971. 

The  effects  of  innervated  and  separated  duodenal 
bulb  pouches  on  acid  secretion  were  examined  in 


dogs  prepared  with  a  vagal ly  denervated 
Heidenhain  pouch  (HP),  a  gastric  fistula  (GF) 
and  a  pancreatic  fistula  with  the  duodenal  bulb 
being  completely  separated  from  the  stomach  after 
the  first  series  of  experiments.   Acidification 
of  the  innervated  duodenal  bulb  caused  501 
inhibition  of  secretion  from  the  GF  without 
inhibition  of  secretion  from  the  HP.   Infusion 
of  i.v.  secretin  (0.2  U/kg/hr)  did  not  inhibit 
secretion  from  the  GF  or  HP  while  it  did  produce 
greater  pancreatic  bicarbonate  secretion  than 
did  bulbar  acidification.   A  larger  dose  of 
secretin  (I.6  U/kg/hr)  inhibited  secretion  from 
the  GF  as  much  as  bulbar  acidification,  and  hence 
produced  50^  inhibition  of  HP  secretion.   After 
separation  of  the  duodenal  bulb  from  the  pylorus, 
acidification  failed  to  Inhibit  acid  secretion 
from  the  GF  as  well  as  the  HP.   Pancreatic 
bicarbonate  responses  to  aci f I f icat ion  of  the 
bulb  were  increased  above  basal  responses  and 
were  equal  before  and  after  separation.   Separation 
of  the  bulb  did  not  alter  the  pancreatic  protein 
or  gastric  pepsin  responses  to  acidification. 
Low  secretin  doses  (0.2  U)  which  caused  no 
inhibition.  Increased  the  pancreatic  bicarbonate 
response  more  than  did  acidification  of  either 
the  innervated  or  separated  duodenal  bulbs. 
Neither  bulbar  acidification  nor  0.2  U  of 
secretin  caused  alterations  In  pepsin  or  pan- 
creatic protein  outputs  whereas  pancreatic 
bicarbonate,  and  gastric  pepsin  outputs  were 
higher  in  response  to  1.6  U  of  secretin  than  to 
either  the  low  dose  of  secretin  or  bulbar  acidifi- 
cation.  The  existence  of  a  neural  enterogast r Ic 
reflex  either  intramural  or  vagovagal  that  is 
triggered  by  bulbar  acidification  seemingly 
explains  the  inhibition  of  gastric  secretion. 


7287      RELATIONSHIPS  OF  GASTRIN  DOSE,  SERUM 

GASTRIN,  AND  ACID  SECRETION.   (E.) 
McGuIgan,  J.  E.  (U.  Florida  Coll.  Med.,  Gaines- 
ville), J.  Isaza  and  J.  H.  Landor.  Gastroenterology 
61  (5):659-666,  1971. 

Dogs  prepared  with  Heidenhain  (vagal ly  denervated) 
pouches  were  infused  with  pure  human  gastrin  I. 
With  5  different  constant  rates  of  infusion, 
serum  gastrin  levels  obtained  after  30  min  were 
increased  when  compared  to  prelnfusion  gastrin 
levels.   At  60  min  following  infusion,  serum 
gastrin  concentrations  were  greater  than  at  30 
min  and  remained  constant  in  the  period  from  60 
to  120  min.   Increases  in  rates  of  gastric  acid 
secretion  accompanied  increases  in  serum  gastrin 
levels  which,  in  turn,  reflected  Increased  rates 
of  gastrin  infusion.   At  all  rates  of  Infusion, 
cessation  of  gastrin  administration  was  followed 
by  reductions  in  acid  output  and  serum  gastrin 
concentrations.   Serum  gastrin  concentrations 
increased  progressively  with  increased  rates  of 
gastrin  infusion  from  0.125-2.0  yg/kg/hr,  while 
acid  output  was  not  increased  in  the  range  of 
gastric  Infusion  1.0-2.0  yg/kg/hr.   The  log  plot 
of  the  serum  gastrin  concentration  and  the  rate 
of  gastrin  infusion  (elimination  rate)  was  linear 
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and  indicated  that  gastrin  elimination  was  first 
order  (exponential)  throughout  the  range  of 
gastrin  doses  used.   The  metabolic  clearance 
rate  of  gastrin  was  found  to  be  76?  ±  51  liters/day 
and  the  half  life  for  the  gastrin  moleculewas 
also  determined. 


7288      REVERSIBLE  INACTIVATION  OF  THE  POTENTIAL 

PEPSIN  ACTIVITY  OF  PEPSINOGEN  BY 
ALCOHOLS.   (E.)   Neumann,  H.  (U.  Manitoba,  Winnipeg, 
Canada)  and  M.  Shinitzky.  Biochemistry    10{23): 
li335-A3'42,  1971. 

The  normal  conversion  of  pepsinogen  to  pepsin  in 
an  acid  environment  was  hindered  by  the  presence 
of  various  aliphatic  alcohols.   This  inhibition 
was  measured  by  the  absence  or  partial  loss  of 
pepsin  activity  and  was  mediated  by  a  specific 
conformational  change  on  pepsinogen.   The  effect 
of  the  various  alcohols  on  the  pepsinogen  increased 
with  the  chain  length  and  concentration  of  the 
alcohol,  as  determined  at  pH  8.0  and  a  temperature 
of  35°  C.   Six  molecules  of  methanol  and  ethanol 
and  k   molecules  of  1-butanol  were  needed  to  in- 
activate the  zymogen.   The  inactivation  of 
pepsinogen  at  pH  10-11  or  at  60°  C  was  reversible 
if  time  was  limited.   A  series  of  rapid  changes 
decreased  potential  pepsin  activity.   Pepsinogen 
activity  returned  after  urea  denaturation  upon 
dialysis  of  the  urea.   Under  normal  stable 
conditions,  aliphatic  alcohols  reversibly  denatured 
pepsinogen  to  a  form  characterized  as  insusceptible 
to  conversion  to  pepsin  by  acid.   It  is  concluded 
that  the  intramolecular  cleavage  of  pepsinogen 
to  pepsin  in  acid  is  dependent  on  a  unique,  high 
strain  energy  conformation  of  the  pepsinogen 
convers  ion. 


potent  than  pentagastri n.   Compared  with  a 
secretory  response  of  1.0  with  caerulein,  that 
seen  with  the  analogues  was:   phyl locaerulei n , 
1.3-1.6;  C-terminal  heptapeptide  of  caerulein, 
o'3-  C-terminal  heptapeptide  of  pancreozymin 
0  5-0.8;  desulfated  caerulein,  0.01;  Boc-Tyr (SO3H) 
Thr-Gly-Trp-N-Le-Asp-Phe(NH2).  1-3;  Tyr(P03H2)- 
The-Gly-Trp-Met-Asp-Phe(NH2)-CF3  COOH,  0.0^5-0.01 
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IONIC  MOVEMENT  ACROSS  THE  GASTRIC 
MUCOSA  OF  MAN:   REPRODUCIBILITY  AND 
INTRAVENOUS  ATROPINE.   (E.)   Ivey, 
Iowa  Coll.  Med.,  Iowa  City)  and  J.  A. 
J.   Lab.    Clin.   Med.    78 (5)  :753-76't ,  1971. 


i 

I 


Ionic  fluxes  across  gastric  mucosa  in  17  human 
subjects  were  measured  after  the  introduction  of 
200  ml  of  160  mEq/liter  HCl  with  nonabsorbable 
indicator.   Concentrations  of  H+  and  CI"  ions 
and  osmolality  decreased  while  the  concentration 
of  Na+  and  K+  ions  increased.   Reproducibility 
of  values  (between  and  within  subjects)  was  good, 
being  better  within  the  same  subject.   After 
i.v.  atropine  administration  (2.0  mg/70  kg),  the 
H+  ion  concentration  was  slightly  increased  Cl" 
concentration  was  unaffected,  and  Na  and  K 
were  reduced.   Osmolality  was  increased.   Atropine, 
also,  reduced  the  net  flux  of  all  electrolytes 
into'the  gastric  lumen,  volume  of  gastric 
secretion,  and  the  volume  emptied  through  the 
pylorus.   Thus,  atropine  did  not  increase  the 
ionic  permeability  of  the  gastric  mucosa.   There 
was  a  net  loss  of  H+  ions  from  the  gastric  lumen 
in  normal  subjects  and,  by  reducing  spontaneous 
gastric  acid  secretion,  atropine  unmasked  this 
H+  loss.   This,  in  turn,  increased  reproducibility 
of  ion  flux  data  between  subjects. 


7289 


THE  EFFECTS  OF  LONG  LASTING  INTRAVENOUS 
INFUSION  OF  CAERULEIN  AND  SOME  CAERULEIN- 
LIKE  POLYPEPTIDES  ON  HISTIDINE  DECARBOXYLASE 
ACTIVITY  OF  THE  GASTRIC  MUCOSA  OF  ANESTHETIZED 
RATS.   (E.)   Melchiorri,  P.  (U.  Rome  Inst.  Med. 
Pharmacol)  and  N.  Sopranzi.  Agents  Actions   2(2): 
58-6i4,  1971. 

Gastric  acid  secretion  and  histidine  carboxylase 
activity  were  measured  after  infusion  of  several 
secretory  stimulants.   Doses  of  caerulein,-  six 
caerulein  analogues,  pentagastrin  and  pancreozymin 
which  were  sufficient  to  elicit  acid  secretion 
increased  enzyme  activity,  while  doses  that  did 
not  increase  secretion  had  no  effect  on  enzyme   _ 
activity.   The  minimum  effective  dose  of  caerulein 
was  l.i*  ug/kg/hr.   Peak  formation  of  histamine 
was  10  times  that  in  controls  and  occurred  with 
10  yg/kg/hr  of  caerulein  for  3  hr.   No  increase 
in  enzyme  activity  was  seen  with  perfusion  beyond 
3  hours  with  any  dose.   Rats  pretreated  wi th  a 
s.c.  injection  of  10  mg/kg  of  cycloheximide 
showed  a  70-80%  decrease  in  acid  response  to  10 
yg/kg/hr  of  caerulein  and  no  enzyme  activity. 
On  a  molar  basis,  caerulein  was  3-'*  times  more 
potent  than  pancreozymin  and  100-200  times  more 


7291       INHIBITION  OF  PROSTAGLANDIN  El  OF 

GASTRIC  SECRETION  IN  THE  DOG.   (E.) 
Nezamis,  J.  E.  (Upjohn  Co.,  Kalamazoo,  Mich.),  A. 
Robert  and  D.  F.  Stowe.  J.    Physiol.    (Lond.) 
2l8(2):369-383,  1971. 

In  male  mongrel  dogs  prepared  with  innervated 
(Pavlov)  or  denervated  (Heidenhain)  gastric 
fundic  pouches,  the  i.v.  administration  of 
prostaglandin  Ei  (PGE,)  inhibited  all  parameters 
of  gastric  secretion  (volume,  acid  output,  acid 
concentration  and  pepsin  output).   This  effect 
was  seen  with  either  a  single  i.v.  injection  or 
continuous  i.v.  infusion,  and  was  found  to  be 
dose-dependent.   The  antisecretory  effects  of 
PGEi  were  demonstrated  against  i . v.-admi n i stered 
histamine  d i hydrochloride  ,  pentagastrin  and  2- 
deoxyglucose  and  p.o.  food.   Despite  the  occurrence 
of  nausea  and  vomiting  with  PGEl  ,  its  antisecretor 
effects  were  thought  not  to  be  due  to  a  vomiting 
reflex  since  atropine  prevented  vomiting  without 
interfering  with  the  antisecretory  effect  of  PGEi 
and  since  apomorphi ne- i nduced  vomiting  did  not 
reduce  histamine-  or  pentagastri n- i nduced 
gastric  secretion. 
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7292      SERUM  CALCIUM  AND  GASTRIC  SECRETION  IN 

CHRONIC  GASTRIC  FISTULA  RAT:   INFLUENCES 
OF  PARATHYROID  HORMONE  AND  CALCITONIN.   (E.) 
Hotz,  J.  (U.  Ulm  Intern  Med.  Pediatr,  Ctr. , 
Germany),  F.  Widmaier,  H.  Minne  and  R.  Ziegler. 
Eur.    J.    Clin.    Invest.    1  (6)  :'<86-490 ,  I971. 

The  effects  of  changes  in  the  calcium  level 
induced  by  parathyroid  hormones  (PTH)  and  calcitonin 
(CT)  ,  and  non-hormonal  substances  (CaCl2  and 
EDTA)  on  the  gastric  secretion  of  intact,  para- 
thyroidectomized  (PTX) ,  and  thy ro-parathyroidecto- 
mized  (TX-PTX)  rats,  fitted  with  chronic  gastric 
fistulas,  were  studied.   The  basal  secretion  of 
calcium  In  both  PTX  and  TX-PTX  rats  was  lower 
than  in  the  intact  animals,  but  there  was  no 
difference  in  basal  gastric  secretion  among  the 
3  groups.   In  both  treated  and  untreated  animals, 
volume  and  acidity  behaved  in  the  same  way. 
Injection  of  Ca"*"   (i.v.)  was  followed  by  increased 
serum  calcium  level  in  the  intact  and  TX-PTX 
animals  and  caused  a  marked  inhibition  of  the 
basal  secretion  in  both  groups.   PTH  administered 
s.c.  caused  a  slight  increase  in  the  serum  Ca"*""*" 
level  75  min  after  the  injection,  and  had  no 
effect  on  the  gastric  secretion  pattern  of  intact 
and  TX-PTX  animals.   A  decrease  in  secretion  of 
the  intact  rats  was  observed  only  when  the  Ca''"''' 
level  began  to  rise  after  90  min.   EDTA  had  a 
lowering  effect  on  the  serum  level  of  biologically 
active  calcium  regardless  of  different  initial 
basal  calcium  levels.   The  EDTA-induced  inhibition 
of  basal  gastric  secretion  corresponded  to 
hypocalcemia,  lasted  throughout  the  entire  experi- 
ment period,  and  showed  no  differences  among  the 
intact,  PTX  and  TX-PTX  animals.   In  intact 
animals  calcitonin  lowered  the  serum  calcium  for 
a  period  of  lO-hS   min  after  which  the  values  re- 
turned to  normal.   In  PTX  and  TX-PTX  rats,  how- 
ever, this  return  was  delayed.   When  the  calcium 
decreasing  effect  of  calcitonin  was  compensated 
by  an  adequate  calcium  substitution,  the  inhibition 
of  acid  secretion  in  the  intact  rat  treated  with 
calcitonin  alone  was  lacking. 


7293      ACID  AND  PEPSIN  SECRETION  IN  RESPONSE 

TO  INSULIN  AFTER  TRUNCAL  VAGOTOMY  IN 
MAN.   (E.)   Limbosch,  J.  M.  (St.  Pierre  U.  Hosp. , 
Brussels),  M.  C.  Woussen-Col le  and  J.  de  Graef. 
Digestion  k(S) -.28] -288,    1971. 

The  effect  of  truncal  vagotomy  on  acid  and  pepsin 
secretion  after  insulin  stimulation,  was  studied 
in  21  patients  who  underwent  vagotomy  for  duodenal 
ulcer.   In  9  of  22  tests,  insulin  stimulation 
did  not  elicit  a  rise  in  acid  or  pepsin  concentra- 
tion within  the  first  2  hours.   In  5  tests  a 
positive  response  in  pepsin  concentration  was 
observed,  although  acidity  did  not  rise  during 
the  post-insulin  period.   In  the  remaining  8 
tests,  a  positive  acid  and  pepsin  response  was 
observed  within  the  2  hours  after  insulin  injec- 
tion, and  in  6  of  these  8  tests  the  pepsin 
response  was  positive  at  least  15  to  kS   minutes 
sooner  than  the  acid  response.   Thus,  pepsin 


secretin  in  response  to  insulin  may  be  a  more 
sensitive  indicator  of  completeness  of  vagotomy 
than  acid  secretion  response. 
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BOVINE  PEPSINOGEN  AND  PEPSIN.   IV. 

IJE\^/  METHOD  OF  PURIFICATION  OF  THE 
PEPSIN.   (E.)   Nevaldine,  B,  (Med.  Coll.  Wisconsin, 
Milwaukee)  and  B.  Kassell.  Bioahim.    Biophys. 
Acta   250(1) :207-209,  1971. 

Bovine  pepsin  was  successfully  purified  on 
Sepharose  ')B  coupled  to  pol y-L-1 ys i ne,  a  pepsin 
inhibitor.   Following  activation  of  Sepharose  'tB 
by  cyanogen  bromide  and  washing,  poly-L-lys i ne 
solution  was  added  and  the  mixture  was  gently 
shaken  and  poured  onto  a  column.   Pepsinogen 
from  bovine  gastric  mucosa  which  had  been 
fractionated  with  ammonium  sulfate  and  activated 
to  pepsin,  was  placed  on  the  poly-L-1 ys i ne- 
Sepharose  48  column,  which  was  eluted  with  a 
linear  gradient  of  0.15M  to  IM  NaCl  in  the 
acetate  buffer.   The  portion  of  the  peak  having 
the  highest  specific  activity  was  pooled.   Recovery 
was  73^  on  the  basis  of  proteolytic  activity. 
Following  dialysis  against  O.OIM  sodium  acetate, 
the  concentrated  enzyme  was  passed  through  a 
Sephadex  G-lOO  column.   At  this  point,  89^  of 
activity  was  recovered.   The  overall  purification 
from  crude  active  pepsin  was  10-fold,  with  a 
yield  of  63^.   Porcine  pepsin  behaved  similarly 
on  the  poly-L-lysine  column.   The  elution  pattern 
of  the  crude  pepsin  solution  on  the  poly-L-lysine 
resin  appeared  to  result  from  a  combination  of 
affinity  chromatography  and  ion  exchange. 


7295      PURIFICATION  AND  CHARACTERIZATION  OF 

CANINE  PEPSINOGEN.   (E.)   Marciniszyn, 
J.  P.,  Jr.  (Med.  Coll.  Wisconsin,  Milwaukee)  and 
B.  Kassell.  J.    Biol.    Chem.    246 (21 ) :6560-6565 , 
1971. 

Canine  pepsinogen  was  purified  from  the  fundic 
mucosa  of  the  dog  and  the  purification  was  con- 
firmed by  chromatography,  amino  terminal  analysis, 
ul tracentrifugation,  and  disc  and  cellulose 
acetate  strip  electrophoresis.   The  zymogen  con- 
tained 352  amino  acid  residues,  12  carbohydrate 
equivalents  per  mole  of  protein  including  8  amino 
sugars,  and  1  mole  of  organic  phosphate  per  mole 
of  protein.   The  amino  terminal  of  this  pepsinogen 
was  identified  as  alan i ne- i soleucine-  by  the 
Edman  method.   When  the  canine  pepsinogen  was 
compared  with  bovine  and  porcine  pepsinogen,  all 
were  similar  in  size,  in  the  small  number  of 
basic  residues  and  large  number  of  acidic  residues, 
and  in  the  number  of  aromatic  residues  and 
cystine.   The  3  zymogens  differed  in  their  con- 
tent of  proline,  methionine,  in  the  number  of 
basic  amino  acids,  and  in  the  number  of  hydroxy 
amino  acids.   The  fundic  mucosa  contained  from 
0.1-0.3  g  of  pepsinogen  per  60  g  portion  of 
mucosa.   The  molecular  weight  was  39,900  by 
amino  acid  and  carbohydrate  content  and  41,667 
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by  ultracentrifugation;  the  sedimentation  co- 
efficient was  3.38  S  and  the  diffusion  co- 
efficient was  7.37  X  10"^  cm^/sec. 


7296      ACTIVATION  OF  RAT  STOMACH  HISTIDINE 

DECARBOXYLASE  AFTER  INHIBITION  OF  ACID 
SECRETION  WITH  2-PHENYL-2- (2-PYRIDYL) -THI OACETAMI DE 
(SC-15396).   (E.)   Hakanson,  R.  (U.  Lund  Dept. 
Pharmacol.  Surg.,  Sweden)  and  G.  Liedberg. 
Es^eHentia  11  {3)  :\0h5-\0^(^ ,    1971. 

The  effect  of  2-phenyl-2- (2-pyri dy 1 )-thioacetamide 
(SC-15396)  on  the  activation  of  gastric  histidine 
decarboxylase  was  studied  in  rats.   In  a  dose  of 
5  mg/kg  (s.c),  SC-15396  prevented  the  stimulatory 
effect  of  a  maximal  dose  of  pentagastrin  (250 
mg/kg);  a  larger  dose  of  SC-15396  (50  mg/kg)  was 
required  to  abolish  basal  acid  secretion.   Six  hr 
after  administration  of  SC-15396  (50  mg/kg)  to 
normal,  fasted  male  rats,  the  gastric  histidine 
decarboxylase  activity  was  markedly  increased  as 
compared  with  controls.   Antrectomy  prevented  the 
enzyme-activating  effect  of  SC-15396.   The  enzyme- 
activating  effect  of  SC-15396  seems  to  be  mediated 
by  an  antral  agent,  possibly  gastrin,  which  is 
released  as  a  result  of  the  inhibition  of  acid 
secretion. 


no  longer  appeared  normally  polygonal  but  circular. 
At  the  apical-lateral  margins  of  these,  incomplete 
separation  in  the  tight  junctions  occurred. 
When  20  ml  of  acetic  acid  was  instilled,  the 
mucosal  changes  were  more  exaggerated  with  an 
extensive  cell  loss.  The  changes  of  the  surface 
epithelial  cells  were  essentially  the  same  after 
irrigation  of  the  gastric  mucosa  with  acetyl- 
salicylic  acid.   Examination  of  the  surface 
epithelium  at  a  higher  magnification  revealed 
complete  breakage  of  intercellular  bridges,  re- 
duced number  of  microvilli  and  deep  clefts  between 
cells.   Treatment  with  6  ml  of  17  mM  acetyl- 
salicylic  acid  followed  by  6  ml  of  170  mM  HCl  led 
to  macroscopically  visible  erosions  as  well  as 
other  abovementioned  changes.   Acetic  and 
acetylsalicylic  acids  apparently  increase  the 
gastric  mucosal  permeability  to  ions,  due  to 
cellular  swelling  caused  by  intracellular 
accumulation  of  the  ionized  acids. 

7298      FREE  AMINO  ACIDS  AND  CONCENTRATION  OF 

AMINONITROGEN  IN  GASTRIC  SECRETION 
DURING  ADMINISTRATION  OF  PREDNISONE.   (E.) 
Florkiewicz,  H.  (Med.  Acad.  Dept.  Intern.  Med., 

Lublin,  Poland).  Bull.   Pol.  Med.   Sci.   Hist. 

Iit(3):ll8-121,  1971. 
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7297      THE  EFFECTS  OF  ACETIC  AND  ACETYL- 
SALICYLIC ACIDS  ON  THE  APPEARANCE  OF 
THE  GASTRIC  MUCOSAL  SURFACE  EPITHELIUM  IN  THE 
SCANNING  ELECTRON  MICROSCOPE.   (E.)   Frenning,  B. 
(U.  Uppsala  Biomed.  Ctr.,  Sweden)  and  K.  J. 
bbrink.  Saand.    J.    Gastroenterol.    6(7) :605-612, 
1971. 

After  instillation  of  6  ml  of  acetic  acid  into 
the  stomachs  of  cats,  the  luminal  cell  surfaces 
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TECHNIQUE  OF  POLAROGRAPHI C  ANALYSIS  OF 
GASTRIC  JUICE.   (Rus.)   Mansourova,  I. 

D.,  F.  S.  Itchad'ik  and  L.  V.  Chipilova.  Lah. 

Delo    (7):'*07-'t10,  1971. 


7300      GASTRIC  SECRETION  IN  HEALTH  AND  DISEASE. 

(E.)   Baron,  J.  H.  (Roy.  Postgrad.  Med. 
Sch.,  London)  and  J.  E.  Lennard  Jones.  Br.    J. 
Hasp.   Med.    6(3): 303-306,  1971. 


See  also  numbers:   7226,  7'»72 
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7301      DIETARY  REGULATION  OF  PANCREATIC 

ENZYMES  IN  THE  RAT  WITH  EMPHASIS  ON 
CARBOHYDRATE.   (E.)   Snook,  J.  T.  (Cornell  U. 
Dept.  Human  Nutr.,  Food,  Ithaca,  N.  Y.).  Am.    J. 
Physiol.    221 (5):1383-1387,  1971. 

Varying  the  proportion  of  fat  and  carbohydrate 
in  isoni trogenous  (39  casein/day),  isocaloric 
diets  was  compared  to  the  effect  of  varying 
protein  and  carbohydrate  on  rat  pancreatic 
enzyme  concentrations.   Ten  times  more  pancreatic 
amylase  was  recovered  in  rats  fed  the  5:95  mix- 
ture of  fat  and  sucrose  than  was  found  in  rats 
given  the  95:5  mixture  over  a  period  of  2  wk. 
The  amylolytic  content  was  reduced  when  the  ratio 
of  fat:sucrose  exceeded  50:50  or  when  carbo- 
hydrate provided  less  than  25%  of  the  total 
calories.   As  amylase  levels  decreased,  lipase 
and  chymotrypsinogen  levels  increased,  reaching 
a  maximum  in  rats  receiving  the  75:25  mixture  of 
fat  to  carbohydrate.   Pancreas  weight  was  reduced, 
chymotrypsinogen  was  reduced  2-fold  and  amylase 
increased  almost  2-fold  in  rats  fed  a  high 
carbohydrate-protein  diet.   Reduction  in  the 
protein:carbohydrate  ratio  decreased  the  trypsinogen 
concentration  but  did  not  affect  lipase  levels 
which  in  rats  fed  a  high  protein  diet,  resembled 
those  of  animals  on  a  high  fat  diet.   Although 
insulin  did  not  alter  enzyme  levels  in  rats  fed 
the  high  fat  diet,  it  tended  to  obliterate 
differences  between  diets  so  that  neither  amylase 
nor  chymotrypsinogen  concentration  differed 
significantly  in  rats  fed  high  fat  and  high 
carbohydrate  diets.   Results  supported  the 
theory  of  purposive  pancreatic  adaptation  to  diet. 


7302      EFFECTS  OF  DIET  ON  DEVELOPMENT  OF 

EXOCRINE  PANCREAS  OF  THE  NEONATAL  RAT. 
(E.)   Snook,  J.  T.  (Cornell  U.  Dept.  Human  Nutr. 
Food,  Ithaca,  N,  Y.).  Am.   J.    Physiol.    221(5): 
1388-1391,  1971. 

Charles  River  CD  rats  were  weaned  at  21  days  of 
age  on  a  high-carbohydrate  diet  and  had  access 
to  maternal  food  throughout  the  nursing  period, 
mainly  after  the  seventeenth  day.   Total  body 
weight  and  pancreatic  content  of  DNA  increased 
slowly  for  days  0-6,  after  which  the  rate  of 
increase  was  linear  and  more  rapid.   At  day  17 
there  was  an  initiation  of  a  rapid  increase  in 
pancreatic  weight,  and  RNA  and  enzyme  content, 
when  the  rat  pup  began  to  eat  the  mother's  high- 
carbohydrate  diet.   This  increase  in  RNA  was 
also  observed  when  pups  were  denied  access  to 
mother's  food;  while  under  these  conditions  there 
was  suppression  of  the  increase  in  amylase  but 
both  a  relative  and  absolute  increase  in 
chymotrypsinogen  and  lipase.   The  same  situation 
obtained  when  rats  were  weaned  on  a  high-fat 
diet  simulating  rat  milk. 


7303 


THE  PANCREATIC  RESPONSE  TO  INSTILLATION 
OF  ACID  INTO  THE  DUODENUM  AND  TO 


EXOGENOUS  SECRETIN  IN  MAN.   (E.)   Rune,  S.  J. 
(Gentofte  Hosp,,  Hellerup,  Denmark)  and  H. 
Worning.  Saand.    J.    Gastroenterol.    SCt)  :291 -296, 
1971. 

Maximum  duodenal  bicarbonate  secretion  was 
estimated  during  secretin  infusion  (0.5-10  U/kg/hr 
i.v.)  and  during  instillation  of  increasing 
amounts  of  hydrochloric  acid  into  the  duodenum. 
The  latter  was  calculated  as  the  greatest  amount 
of  acid  which  would  be  neutralized  in  the 
duodenum.   Eighteen  normal  subjects  and  2  patients 
with  chronic  pancreatitis  showed  maximum  release 
of  secretin  averaged  about  0.5  clinical  U/kg/hr. 
The  maximum  pancreatic  bicarbonate  output  during 
stimulation  with  a  dose  of  3  clinical  U/kg/hr. 
Maximum  endogenous  secretion  of  bicarbonate  (25 
mEq/hr)  was  lower  than  maximum  exogenous  secretion 
Ctl  mEq/hr).   The  calculation  of  endogenous 
release  of  secretin  was  based  on  the  assumption 
that  hydrogen  ion  only  liberated  secretin  from 
the  duodenal  mucosa.   The  bicarbonate  secretion 
was  calculated  as  the  mean  between  acid  load 
which  could  be  neutralized  and  the  acid  load 
which  could  not  be  neutralized.   Calculations 
are  based  on  the  assumption  that  only  the 
hydrogen  ion  liberates  secretin  from  duodenal 
mucosa.   The  role  of  other  hormones  and  pH  in 
potentiated  secretin  production  is  considered 
when  the  maximal  releasable  amount  of  secretin 
is  given  as  near  0.5  clinical  U/kg/hr. 


TiOk  THE  ACTION  OF  PURE  PIG  PANCREATIC 

LIPASE  UPON  ESTERS  OF  LONG-CHAIN  FATTY 
ACIDS  AND  SHORT-CHAIN  PRIMARY  ALCOHOLS.   (E.) 
Savary,  P.  (St.  Charles  Ctr.  Inst.  Biol.  Chem. , 
Marseille,  France).  Bioohim.    Biophys.   Acta 
2^8(2):149-155,  1971. 

Esters  of  long  chain  fatty  acids  and  of  straight 
chain  primary  alcohols  containing  1-6  carbon 
atoms  were  hydrolyzed  by  porcine  pancreatic 
lipase  and  relative  reaction  rates  were  evaluated 
as  a  function  of  the  alcohol  chain  length. 
While  methyl  esters  were  hydrolyzed  5  times  as 
fast  as  ethyl  esters,  n-hexyl  esters  were  also 
cleaved  at  a  rate  5  times  that  observed  for  n- 
butyl  esters.   N-Hexyl  laurate  was  hydrolyzed 
only  a  little  faster  than  methyl  myristate,  the 
rates  being  in  the  ratio  of  1.1-1.3.   Whereas 
the  relative  hydrolysis  rates  were  slow  for 
esters  of  C3  and  C/,  alcohols,  esters  of  N-hexyl 
alcohol  were  cleaved  faster  than  methyl  esters. 
For  the  compounds  studied,  the  length  of  the 
acyl  chain  had  much  less  significance  than  the 
chain  length  of  the  alcohol  moiety  in  determining 
the  rate  of  hydrolysis. 


7305       INDUCTION  OF  POLYPLOIDY  IN  THE  RAT 

EXOCRINE  PANCREAS  BY  EXCESS  DIETARY 
METHIONINE.   (E.)   Bourdel,  G.  (Natl.  Sci.  Res. 
Ctr.,  Bellevue,  France),  A.  Girard-Globa  and  M. 
Forestier.  Lab.    Invest.    25 (A) :331-336  ,  1971. 
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Beginning  one  week  after  weaning,  male  Wistar  CF 
rats  were  fed  a  balanced  semisynthetic  diet 
containing  18. 6X  casein  and  methionine  (either 
0.21  in  the  control  or  1%    in  the  experimental 
diet).   After  rats  were  on  this  diet  for  6. months, 
examination  of  pancreatic  acinar  cells  showed 
experimental  rats  to  have  fewer  nuclei  per  sur- 
face unit  and  to  have  a  lower  mitotic  index  than 
controls.   Experimental  rats  had  a  greater  nuclear 
diameter  and  a  greater  mean  DNA  content,  while 
the  ratio  of  proteins/DNA  and  RNA/DNA  did  not 
differ  significantly  from  controls.   Without 
alteration  of  the  acinar  structure,  there  still 
occurred  ploidies  of  32n  and  greater.   Methionine 
excess  did  not  increase  polyploidy  in  hepatic 
parenchymal  nuclei.   In  another  series  with 
methionine  feeding  for  1-8  weeks,  the  evolution 
from  mononucleated  to  binucleated  cells  was 
inhibited  at  the  time  when  polyploidy  began  to 
appear.   Methionine  increased  the  pancreatic 
content  of  all  enzymes  initially  and  of  proteases 
after  8  weeks  on  the  diet. 


7306      THE  AUTOACTIVATION  OF  TRYPS IMOGEN. 

(E.)   Kay,  J.  (Med.  Coll.  Wisconsin, 
Milwaukee)  and  B.  Kassell.  J.    Biol.    Chem.    2^(6(21) 
6661-6665,  1971. 


7307      THE  BIOASSAY  OF  SECRETIN  IN  THE  RAT. 

(E.)   Tachibana,  S.  (Eisai  Co.  Res. 
Lab.,  Tokyo).  Jap.    J.    Pharmaaol.    21  (3) : 325-336, 
197K 

The  bioassay  of  secretin  was  performed  on  rats 
of  similar  strain,  age  and  body  weight.   Secretin 
was  satisfactorily  assayed  in  pylorus-1 igated 
anesthetized  rats  by  the  measuring  the  pancreatic 
juice  secreted,  which  was  directly  related  to 
the  secretin  dose  administered.  The  technique 
of  the  rat  method  (collection  of  pure  rat  pan- 
creatic juice  as  described  by  Love)  was  very 
simple  and  when  the  twin  crossover  design  was 
applied  to  determine  various  hormone  potencies. 
The  expected  standard  error  was  10  to  15^  when 
2  to  '<  rats  were  used.   Secretin  could  be  assayed 
by  determining  the  bicarbonate  output  in  the 
pancreatic  juice,  which  changed  linearly  with 
the  log  doses  of  secretin.   The  relative  potency 
of  the  Crick,  Harper  and  Raper  U  and  the  Swedish 
Clinical  U  of  secretin,  both  of  which  were  used 
in  the  clinical  diagnosis  of  pancreatic  disorders, 
was  determined  by  the  rat  method.   The  potency 
of  1  Clinical  U  was  2  to  ^t  times  as  strong  as 
the  Crick,  Harper  and  Raper  U. 


The  formation  of  trypsin  from  trypsinogen  was 
studied  in  an  attempt  to  determine  whether  the 
zymogen  itself  might  have  inherent  proteolytic 
activity  thus  enabling  it  to  activate  itself. 
Incubation  of  trypsinogen  at  pH  8.1  in  the  presence 
of  Ca"*""*"  ions  led  to  complete  activation  without 
the  addition  of  exogenous  trypsin.   The  length 
of  the  lag  phase  of  the  classical  S-shaped  profile 
was  increased  120-fold  by  decreasing  the  trypsinogen 
concentration  from  7-2  to  0.1  mg/m.   The  length 
of  this  lag  phase  was  decreased  by  increasing 
the  trypsinogen  concentration,  and  increased  by 
pretreatment  of  the  trypsinogen  with  diisopropyl 
fluorophosphate  or  soybean  trypsin  inhibition, 
however,  in  all  cases  full  activation  was  eventually 
achieved.   On  incubation  of  acetyl trypsi nogen 
under  the  activation  conditions,  no  tryptic 
activity  could  be  detected  even  after  several 
days,  and  no  increase  in  activity  was  obtained 
on  addition  of  exogenous  trypsin.   The  rate  of 
activation  of  the  acetyl tryps i nogen  was  unaffected 
by  pretreatment  with  diisopropyl  fluorophosphate 
and  soybean  trypsin  inhibitor.   Trypsinogen 
activation  may  occur  in  two  phases:   a  slow^ 
initial  formation  of  trypsin  by  autoact i vat  ion 
of  trypsinogen  followed  by  an  increase  in  the 
reaction  rate  due  to  catalysis  by  trypsin. 


I 


7308      A  COMPARISON  BETWEEN  SPECTROPHOTOMETRI C 

AND  TITRIMETRIC  METHODS  OF  ESTIMATING 
TRYPSIN.   (E.)   Sacks,  H.  (Groote  Schuur  Hosp., 
Cape  Town,  South  Africa),  S.  Bank,  I.  Kramer  B. 
Novis  and  I.  N.  Marks.  Gut   1 2 (9) :727-728 ,  1971. 

The  Schwert  and  Takanaka  spectrophotometri c  _ 
method  for  determination  of  trypsin  activity  in 
duodenal  juice  is  compared  with  the  titrimetnc 
method  (pH  meter)  described  by  Wiggins.   The   _ 
spectrophotometri c  method  employs  the  hydrolysis 
of  the  substrate  N-benzoyl -L-argi ni ne  ethyl _ 
hydrochloride  in  phosphate  buffer  (pH  8.0)  in 
the  presence  of  trypsin  at  the  ester  -1  i nkage 
which  causes  an  increase  in  optical  density  at 
253  millimicrons.   The  2  methods  showed  a  fairly 
high  degree  of  correlation,  with  only  a  minor 
degree  of  variation.  The  less  widely  used 
spectrophotometric  method  correlated  well  with 
the  titrimetric  method,  and  therefore  it  is  an 
effective  alternative  for  the  estimation  of 
trypsin  activity  in  duodenal  juice.   It  permitted 
a  rapid  yield  of  results  for  fresh  specimens 
from  patients  during  the  pancreatic  function 
test.   It  was  technically  simple  and  used  less 
of  the  expensive  substrates,  although  it  was 
unsuitable  following  a  Lundh  test  meal  due  to 
the  turbidity  of  the  samples. 


see  also  numbers:  7310 ,  73'*^,  7391  .  7'.73 
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7309      LIPASE  AND  BILE  SALTS  IN  THE  SMALL 
INTESTINE  OF  THE  DOG.   RELATION  TO 
LIPID  ABSORPTION.   (E.)   Kiekens,  R.  (Brugmann 
Hosp.,  Brussels),  P.  Wissocq  and  J.  P.  Govaerts. 
Digestion  k (5): 2S5-30S,    1971. 

Mongrel  dogs  were  prepared  by  the  insertion  of  a 
stainless  steel  cannula  at  1  of  4  sites  in  the 
small  intestine  for  in  vivo  sampling  of  intestinal 
contents  after  a  test  meal  at  least  1  month  after 
surgery.   The  total  concentration  of  lipids  in 
the  test  meal  was  12't  mg/ml .   Lipase  activity 
was  nearly  equal  in  the  duodenum  and  at  the  mid- 
jejunum,  but  was  lower  in  the  2  distal  sites. 
The  concentration  of  conjugated  bile  salts  In- 
creased progressively  from  the  duodenum  to  the 
upper  limit  of  the  distal  quarter  of  the  small 
intestine,  dropping  off  rapidly  thereafter.   The 
concentration  of  free  bile  salts  was  low  through- 
out and  did  not  differ  between  levels.   In  the 
duodenum,  the  test  meal  was  diluted  5-fold  and 
the  reconcentration  of  the  bowel  content  started 
in  the  proximal  small  intestine  but  was  markedly 
increased  in  the  distal  small  intestine. 


7310      STIMULATION  OF  BILIARY  SECRETION  BY 
DUODENAL  ACIDIFICATION  AND  SECRETIN. 
(E.)   Konturek,  S.  J.  (Med.  Acad.  Inst.  Physiol., 
Cracow,  Poland).  Saand.    J.    Gastroenterol.    6(7)- 
577-582,  1971. 

Intravenous  infusion  of  secretin  (l6  U)  in 
increasing  doses,  or  intraduodenal  acid  in 
increasing  rates  produced  an  increasing  bile 
flow  rate  (maximum,  5.3  ml/15  min)  in  dogs. 
Both  secretin  and  duodenal  acid  perfusion  caused 
an  increase  in  bicarbonate  output,  the  maximal 
bicarbonate  output  with  acid  being  32%    lower. 
Bile  flow  and  bicarbonate  output  were  also 
increased  during  the  maximal  gastric  acid  response 
to  histamine  or  pentagastrin  with  the  gastric 
fistula  closed,  thus  permitting  gastric  acid  to 
pass  the  duodenum.   The  elevation  was  comparable 
to  that  obtained  with  exogenous  duodenal  acidifica- 
tion.  The  maximal  secretory  capacity  of  the 
stomach  for  acid  is  about  30  times  higher  than 
the  capacity  of  the  liver  for  the  bicarbonate. 
Hence  the  contribution  of  the  biliary  bicarbonate 
in  the  process  of  intestinal  neutralization  of 
gastric  acid  is  almost  negligible. 


7311      ENZYMATIC  REGULATION  OF  BILE  ACID 

SYNTHESIS.   (E.)   Boyd,  G.  S.  (Edinburgh 
U.  Med.  Sch.,  Scotland)  and  I.  W.  Percy-Robb 
Am.   J.   Med.    51 (5) :580-587,  1971. 

Isomerases,  reductases,  dehydrogenases  and  mono- 
oxygenases  together  with  cofactors  such  as  NADPH, 
NAD+,  and  coenzyme  A  participate  in  bile  acid 
biosynthesis  from  cholesterol.   Any  of  these 
enzymes  or  cofactors  could  theoretically  exert 
control  over  the  lengthy  metabolic  pathway 


tween  the  C   sterol  and  the  C2r  carboxylic 
id.   However;  the  rate-limiting  event  in  the 


be 

acid.   However;  the  rate-1 Imi t I ng  event  in  the 
catabolic  process  may  be  the  first  reaction, 
since  few  of  the  intermediates  in  this  metabolic 
pathway  ever  accumulate  to  sizeable  proportions 
under  physiologic  circumstances.   In  rats  sub- 
jected to  biliary  drainage,  liver  microsomal 
cholesterol  7  a-hydroxy 1 ase  rises  after  18  hr  and 
achieves  a  plateau  in  3  days,  a  time  course 
virtually  indistinguishable  from  changes  in  bile 
acid  synthesis  rates.   This  and  other  evidence 
suggests  the  mono-oxygenase ,  chol esterol -7  a- 
hydroxylase  as  a  possible  rate-limiting  enzyme. 
The  rate  of  turnover  of  this  putative  key  enzyme 
is  rapid;  Its  rate  of  synthesis  is  influenced  by 
the  hepatic  concentration  of  the  end  product  of 
the  overall  sequence  (bile  salt  negative  feed- 
back effect).   The  precise  mechanism  by  which 
this  control  is  exerted  remains  obscure. 


7312      THE  PROTECTIVE  EFFECTS  OF  FEEDING  ON 

THE  HEPATIC  ULTRASTRUCTURE  OF  RATS 
TREATED  WITH  HYPOGLYCIN.   (E.)   Brooks,  S.  E.  H. 
(U.  West  Indies,  Kingston,  Jamaica)  and  J.  H. 
Audretsch.  J.    Pathol.    iCt  (3) :  167- 1  7't ,  1971. 


Hepatocytes  of  starved  rats  treated  with  hypoglycin 
(from  unripe  akee  fruit)  appeared  foamy.   A  similar 
pattern  was  found  in  the  2  fed,  hypogl yci n-t reated 
rats  that  had  glucose  levels  below  25  r\q%.      No 
changes  were  seen  In  either  starved  controls  or  in- 
sulin-treated rats.   Starved  animals  (controls, 
hypoglycin-treated,  insulin-treated  groups)  all 
showed  absent  glycogen  and  2  fed,  hypoglycin 
rats  with  low  glucose  levels  also  showed  glycogen 
depletion.   No  lipid  was  seen  in  fed  controls, 
or  3  fed,  hypoglycin-treated  rats  with  normal 
blood  glucose  level.   Striking  vacuolization  of 
the  cytoplasm  was  seen  in  the  starved,  hypoglycin- 
treated  group.   The  mitochondria  in  the  fasted, 
hypoglycin-treated  rats  showed  pronounced  swelling, 
matrix  pallor,  loss  of  dense  granules  and 
incorporation  into  autophagic  vacuoles;  the 
mitochondrial  alterations  were  not  seen  with 
insulin  which  also  produced  profound  hypoglycemia. 


7313      MEMBRANE-BOUNDED  INTRANUCLEAR  STRUCTURES 

IN  HEPATOCYTES  AFTER  EXPOSURE  TO 
SODIUM  TETRAPHENYL  BORON.   (E.)   Parry,  E.  W. 
(U.  Liverpool  Dept.  Histol.,  England).  J.    Pathol. 
10')(3):210-212,  1971. 

After  short  exposure  of  rat  or  mouse  liver 
in  vitro  to  sodium  tetraphenyl  boron,  the  nuclei 
of  many  hepatocytes  contained  small  groups  of 
vesicles  and  tubules  usually  located  closer  to 
the  nuclear  membrane  than  to  the  center  of  the 
nucleus.   In  mouse  hepatocytes  the  membranes 
were  arranged  as  tubules;  in  the  rat  they  were 
usually  vesicular.   The  content  of  the  tubules 
and  vesicles  was  of  low  to  medium  electron  density 
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and  appeared  more  homogeneous  than  the  surrounding 
nuclear  material.   In  some  nuclei  a  single  tubule 
originating  from  the  inner  nuclear  membrane 
clearly  led  to  an  adjacent,  tubulo-ves icul ar 
aggregate.   There  was  no  evidence  of  smooth 
cytoplasmic  tubules  penetrating  into  the  nucleus 
through  nuclear  pores,  which  appeared  normal. 
The  tubulo-vesicular  aggregates  probably  result 
from  rapid  new  synthesis  or  re-arrangement  of 
nuclear  membrane. 

73 li,      ISOLATION  OF  A  RETICULOCYTE  PROTEIN 

WHICH  SPECIFICALLY  INHIBITS  THE  CELL 
FREE  SYNTHESIS  OF  LIVER  PROTEINS.   (E.)   Levy,  F. 
(Inst.  Molec.  Pathol.,  Paris),  L.  Tichonicky  and 
J,  Kruh.  BioQhemie   53(5) :671 -677,  1971. 

The  addition  of  rabbit  reticulocyte  pH  5  fraction 
to  a  rat  liver  cell-free  system  inhibited  serum 
albumin  biosynthesis.   The  inhibitor,  a  protein, 
was  partially  purified  by  chromatography  on 
carboxymethyl-  and  diethylaminoethylcel lulose. 
Electrophoresis  of  the  representative  peak  showed 
only  1  major  protein  band  on  polyacrylamide  gel 
at  pH  8.7.   The  molecular  weight  of  the  inhibitor 
was  60  000.   The  osolelectric  point,  determined 
by  electro-focusing  with  a  linear  pH  gradient 
between  3  and  10,  was  a  pH  of  5.h.      Amino  acid 
analysis  showed  a  relative  abundance  of  acidic 
amino  acids,  in  agreement  with  the  acidic_ iso- 
electric pH.   A  previously  isolated  protein  from 
liver  pH  5  fraction  inhibited  hemoglobin  synthesis 
without  affecting  serum  albumin  synthesis. 
However,  the  inhibitor  from  reticulocytes  had 
no  effect  on  hemoglobin  synthesis.   The  inhibitors 
are  highly  tissue  specific. 


7315 


CHOLESTASIS  INDUCED  BY  SODIUM  TAUROLI- 
THOCHOLATE  IN  ISOLATED  HAMSTER  LIVER. 
(E.)   King,  J.  E.  (Mayo  Clin.,  Rochester,  Minn.) 
and  L.  J.  Schoenfield.  J.    Clin.    Invest.    50(11): 
2305-2312,  1971. 

The  effects  of  taurol i thocholate  on  bile  flow 
and  on  the  biliary  secretion  of  i.v.  infused 
sulfobromophthalein  (BSP)  and  bile  acid  anions 
were  studied  in  isolated  perfused  hamster  livers. 
During  the  first  hr  after  i.v.  administration  of 
taurol i thocholate,  there  was  a  linear  relationship 
between  the  dosage  of  this  salt  and  the  percent 
decrease  in  bile  flow,  and  cholestasis  was  in-_ 
duced  in  15  min,  in  the  absence  of  any  alterations 
of  blood  flow.   Persistent  cholestasi sfol lowed 
doses  greater  than  5  umoles,  while  with  lower 
doses  the  cholestasis  was  reversible  and  bile 
flow  returned  to  control  values  within  4  hr. 
During  cholestasis,  bile  output  was  maintained 
by  a  significantly  increased  concentration  of 
bile  acids,  all  of  which  were  conjugated ,  con- 
sisting of  cholic  and  chenodeoxychol ic  acid, 
which  comprised  75-891;  lithocholic,  11-25^;  and 
deoxycholate,  only  in  trace  amounts.   Of  the 
infused  dose  of  taurol i thocholate ,  '♦0-50^  was 
recovered  in  the  bile  as  lithocholic  acid,  30^o 


was  presumed  converted  to  chenodeoxychol ic 
acid,  and  only  traces  of  lithocholic  acid  were_ 
in  the  perfusate  at  h   hr.   Injection  and  infusion 
of  i  V.  BSP  caused  a  marked  and  persistent 
choleresis,  during  which  BSP  concentrations  were 
maintained,  while  bile  acid  outputs  did  not 
differ  from  controls.   Addition  of  taurol 1 tho- 
cholate caused  a  significant  cholestasis,  during 
which  the  concentration  of  BSP  was  maintained 
and  its  output  decreased,  while  bile  acid  con- 
centration increased  resulting  in  sustained  bile 
output.   It  was  calculated  that  75^  of  basal  bile 
flow  was  independent  of  bile  acid  secretion. 

7316      EFFECTS  OF  PARTIAL  HEPATECTOMY  IN  RATS 

ON  TWO  TRANSPLANTABLE  HEPATOMAS. 
CHANGES  IN  WEIGHT  AND  IN  SYNTHESIS  OF  DNA  AND 
FERRITIN.   (E.)   Lee,  J.  C  K   (c/o  G  W  R'^hter, 
U.  Rochester  Med.  Ctr.,  N.  Y.).  Am.   J.   Pathol. 
65(2):3'»7-356,  1971. 

The  effects  of  partial  hepatectomy  on  the  growth 
of  Reuber  H-35  and  H-139  hepatomas  and  the 
effect  on  ferritin  synthesis  by  the  H-35  hepatoma 
were  studied  in  rats.   After  partial  hepatectomy 
in  the  tumor-bearing  host,  both  kinds  of 
hepatomas  increased  in  weight  more  rapidly  than 
tumors  growing  in  sham-operated  or  unoperated 
controls.   In  the  livers  of  animals  undergoing 
partial  hepatectomy,  DNA  synthesis  began  to  rise 
about  18  hr  after  operation,  reached  a  peak  at 
30-36  hr,  and  declined  thereafter;  this  increase 
was  not  observed  in  controls.   In  the  H-35 
hepatomas,  a  rise  in  DNA  synthesis  was  observed 
lit  hr  after  partial  hepatectomy,  followed  by  a 
depression  at  I8  hr,  after  which  DNA  synthesis 
rose  steadily  to  reach  a  peak  at  30-36  hr.   In 
rats  with  s.c.  H-35  hepatomas,  incorporation  of 
I'+C-leucine  into  ferritin  rose  by  '6  hr  atter 
partial  hepatectomy,  reached  a  peak  ^tS  hr  after 
the  operation  and  returned  to  normal  by  72  hr. 
The  amount  of  ferritin  obtainable  from  the  H-35 
hepatomas  seemed  to  be  about  one-sixth  that 
obtainable  from  the  livers.   Thus,  these  hepatomas 
seem  to  be  affected  by  the  same  mechanism  that 
stimulates  the  liver  response  to  partial 
hepatectomy. 

7317      FAT  AND  NITROGEN  BALANCES  IN  RATS  WITH 

ALCOHOL- INDUCED  FATTY  LIVER.   (E-)     . 
Rodrigo.  C.  (J.  J.  Aguirre  Hosp.,  Santiago  Chi le) . 
C.  Antezana  and  E.  Baraona.  J.  Nutr.    101(10). 
1307-1310,  1971. 

Fat  and  nitrogen  balances  were  studied  in  rats 
oair-fed  nutritionally  adequate  liquid  diets 
conta  ning  ethanol  (3(>%   of  calories)  or  isocaloric 
carbohydrate  (controls).   Alcohol -fed  animal 
either  lost  more  or  gained  less  weight  than  the  r 
pair-fed  counterparts.   After  2k   days  of  ethanol 
feeding  with  nutritionally  adequate  diets,  the 
total  lipid  content  in  the  liver  doub  ed.  The 
liver  triglyceride  content  increased  3-'*-fod  in 
eihanol-treated  rats.   When  ethanol  was  administere 
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with  low-protein,  chol ine-supplemented  diets, 
there  was  no  significant  change  either  in  total 
lipid  or  triglyceride  contents  in  the  liver 
compared  to  those  of  pair-fed  controls.   Low- 
protein  feeding  alone  led  to  increased  tri- 
glycerides but  no  change  in  hepatic  total  lipids. 
Chronic  ethanol  administration  with  adequate 
protein  intake  did  not  change  fecal  fat  or 
nitrogen  excretion  or  ileal  loss  of  nitrogen,  but 
increased  urinary  nitrogen  excretion.   However, 
ethanol  increased  urinary  excretion  of  nitrogen, 
both  in  high-  and  low-protein-fed  animals. 
Alcohol  feeding  slightly  decreased  and  low-protein 
feeding  slightly  increased  fecal  fat  excretion. 
The  effect  of  ethanol  is  apparently  one  of  altering 
protein  metabolism  rather  than  increasing  colonic 
breakdown  of  unabsorbed  amino  acids. 


7318      A  SPECIFIC,  REVERSIBLE,  MACROMOLECULAR 

INHIBITOR  OF  HEPATIC  GLUCAGON  RESPONSIVE 
ADENYL  CYCLASE.   (E.)   Bitensky,  M,  W.  (Yale  U. 
Sch.  Med.,  New  Haven,  Conn.),  R.  E.  Gorman,  A.  H. 
Neufeld  and  R  King.  Endoarinology   89(5) : 12A2- 1249 
1971. 

Liver  supernatants  contain  a  soluble  inhibitor 
which  is  specific  for  glucagon-responsi ve  adenyl 
cyclase.   This  reversible,  macromolecular  factor 
does  not  prevent  the  activation  of  hepatic 
adenyl  cyclase  by  glucagon,  nor  does  it  influence 
epinephrine  responsive  adenyl  cyclase  activity. 
The  soluble  inhibitor  does  not  appear  to  be  a 
phosphodiesterase  or  a  peptidase.   Because  all 
measurements  of  this  inhibitor  activity  are  made 
in  disrupted  systems,  its  intracellular  location 
is  uncertain.   If  this  factor  is  normally  found 
in  cytoplasm,  its  function  as  a  regulator  is 
possible.   However,  if  sequestered  in  a  subcellular 
compartment,  the  factor  may  never  encounter 
adenyl  cyclase  under  physiological  circumstances. 
The  soluble  inhibitor  could  function  as  a  com- 
ponent of  a  feedback  loop  which  regulates 
glucagon-responsi ve  adenyl  cyclase  by  coordinating 
its  activity  with  epinephrine-responsive  adenyl 
cyclase  in  1 i ver. 


7319      A  COMPARATIVE  ULTRASTRUCTURAL  STUDY  ON 

DRUG-INDUCED  PROLIFERATION  OF  SMOOTH- 
SURFACED  ENDOPLASMIC  RETICULUM  IN  HEPATOCYTES. 
(E.)   Garg,  B.  D.  (U.  Montreal  Inst.  Med.  Exp. 
Surg.,  Quebec,  Canada),  J.  A.  Blascheck  and  K. 
Kovacs.  Tohoku  J.    Exp.    Med.    10^*  (3)  :205-21'4,  1971. 

The  effect  of  phenobarbi tal ,  3-methylcholanthrene, 
spironolactone,  cyproterone  acetate  and  pregnenolone- 
l6o-carbonitride  on  hepatocyte  smooth  endoplasmic 
reticulum  (SER)  was  studied  in  rats.   All  5 
drugs  caused  smooth  endoplasmic  reticulum  proli- 
feration in  liver  parenchymal  cells,  however,  no 
significant  alterations  were  seen  in  any  other  cell 
organelles.   In  rats  treated  with  cyproterone  or 
pregnenolone-l6a-carboni tride,  the  liver  cells 
were  slightly  swollen,  and  their  cytoplasm 
moderately  vacuolated.   There  was  no  striking 


change  in  the  amount  of  intracytoplasmic  periodic 
acid-Schiff-positive  granules  other  than  a 
slight  decrease  in  the  centroacinal  region 
following  pregnenolone-l5a-carboni tride  treatment. 
In  comparing  these  electron  microscopic  findings 
with  the  biochemical  and  toxicological  studies 
performed  by  others,  it  seems  that  there  is  no 
obligatory  parallelism  between  SER  proliferation 
and  catatoxic  potency. 


7320      HEPATIC  MEGALOCYTOS IS  IN  CHRONIC 

LASIOCARPINE  POISONING.   SOME  FUNCTIONAL 
STUDIES.   (E.)   Svoboda,  D.  (U.  Kansas  Med.  Ctr,, 
Kansas  City),  J.  Reddy  and  S.  Bunyaratvej.  Am. 
J.   Pathol.    65(2):399-'409,  1971. 

Megalocytosis  was  induced  in  rats  with  lasiocarpine 
to  study  the  functional  capabilities  of  the 
responding  hepatocytes  and  to  characterize  some 
aspects  of  the  behavior  of  these  cells.   The 
hepatic  lobules  appeared  smaller  than  normal  and 
showed  distortion  of  the  radiating  pattern  of 
the  hepatic  cords  from  the  central  veins.   The 
diameters  of  the  hepatocytes  in  all  parts  of  the 
lobules  were  increased  2-3  times  compared  to 
those  in  normal  livers.   The  nuclei  which  were 
increased  2-fold  contained  large,  prominent, 
multiple  nucleoli.   Electron  microscopy  revealed 
uniform  dilatation  of  the  endoplasmic  reticulum 
(ER)  ,  cisternae  and  Golgi  apparatus,  few  lipid 
vacuoles  and  prominent  rough  ER.   The  incorporation 
of  ^H-thymidine  in  both  the  homogenate  and 
nuclear  fractions  of  megalocytes  was  approximately 
twice  as  high  as  that  in  controls.   In  auto- 
radiographs  the  number  of  labeled  nuclei  of 
megalocytes  was  about  7  times  higher  than  in 
controls,  probably  due  to  DNA  synthesis.   No 
significant  difference  in  total  liver  RNA,  uptake 
of  ^'*C-orotic  acid  or  in  nuclear  RNA  polymerase 
activity  was  observed  between  livers  of  lasio- 
carpine-treated  rats  and  those  of  controls. 
Tryptophan  pyrrolase  activity  after  hydrocortisone 
was  increased  to  a  lesser  extent  in  treated 
animals  than  in  controls.   Thus,  megalocytes 
seem  to  be  functionally  normal  cells  undergoing 
hypertrophy  that  are  incapable  of  division  due 
to  the  potent  antimitotic  action  of  the  lasio- 
carpine. 


7321      ACTION  OF  ACTINOMYCIN  D  ON  GASTRO- 
INTESTINAL GLUCOSE  UPTAKE  AND  ON  THE 
GLUCOSE  EFFECT  UPON  RAT  LIVER  TYROSINE  TRANSAMINASE 
ACTIVITY.   (E.)   Hanoune,  J.  (Natl.  Inst.  Health 
Med.  Res.,  Paris)  and  A.-M.  Chambaut.  Bioohim. 
Bzophys.    Acta   252  (1 )  :212-2l6  ,  1971. 

Fasted  male  Wistar  rats  were  fed  glucose  p.o. 
which  led  to  a  large  and  sustained  decrease  in 
liver  tyrosine  transaminase  activity.   Actinomycin 
D  (AD)  given  i.p.  1  hr  prior  to  the  glucose  load 
led  to  a  \7%   decrease  of  the  enzyme  activity 
over  a  6-hr  period  and  completely  inhibited  the 
cortisone-stimulated  transaminase  synthesis. 
The  glucose  load  depressed  the  enzyme  level  by 
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k8%   after  5  hr,  but  with  combined  glucose  and  AD 
enzyme  activity  fell  by  only  21°^.   When  given  1 
hr  prior  to  the  glucose  load,  AD  prevented  most 
of  the  glucose  uptake.   Radioactivity  in  control 
rats  remaining  in  the  stomach  and  intestine 
decreased  between  1  and  3  hr  from  57°4  to  2a/o  of 
the  administered  dose,  while  the  total  radio- 
activity in  liver  and  muscle  rose  6.2  and  \i/o, 
resp.   In  contrast,  3  hr  after  glucose  loading 
(>8%   of  the  initial  dose  remained  in  the  stomach 
of  AD-treated  rats  while  total  radioactivity  in 
liver  and  muscle  was  decreased  by  70  to  6U, 
resp.,  as  compared  to  controls.   In  addition 
the  radioactivity  present  in  the  blood  wasalso 
reduced.   While  AD  is  effective  in  inhibiting 
the  glucose  effect  on  liver  tyrosine  transaminase 
activity,  this  action  is  seemingly  secondary  to 
its  inhibition  of  glucose  uptake  from  the  gastro- 
intestinal tract. 


7322 


POLYCHLORINATED  BIPHENYLS  AS  INDUCERS 
OF  HEPATIC  PORPHYRIA  IN  JAPANESE  QUAIL, 
WITH  SPECIAL  REFERENCE  TO  6-AM INOLEVUL I N IC  ACID 
SYNTHETASE  ACTIVITY,  FLUORESCENCE,  AND  RESIDUES 
IN  THE  LIVER.   (E.)   Vos ,  J.  G.  (U.  Utrecht  Inst. 
Vet.  Pathol.,  Netherlands),  J.  J.  T.W.  A.  Stnck, 
C  W  M  van  Holsteyn  and  J.  H.  Pennings. 
Toxi'aol.   Appl.    Pharmacol.    20  (2)  :232-2'<0,  1971. 

The  effect  of  various  doses  of  polychlori nated 
biphenyls  (PCB)  administered  p.o.  for  7  days  on 
the  induction  of  hepatic  porphyria  was  studied 
in  male  Japanese  quail.   The  2  quail  receiving 
the  highest  dose  of  PCB  (1000  mg/kg)  died  within 
5  days.   At  necropsy,  a  dose  related  increase  in 
liver  weight  and  liver:body  weight  ratio  was 
observed.   The  porphyria  induced  by  PCB  at  the 
1000  mg/kg  dose  concurred  with  a  20-fold  increase 
in  6-aminolevulinic  acid  synthetase  (ALA  synthetase) 
activity  while  a  dose  of  50  mg/kg  demonstrated 
a  10-fold  increase  in  the  activity  of  ALA 
synthetase.   Mitochondrial  protein  was  about 
doubled  at  the  higher  doses.   Histologically, 
liver  sections  showed  enlargement  of  nucleoli  and 
nuclei  in  the  500  mg/kg  group,  the  enlarged 
nucleoli  staining  partly  pyroninophi 1 i c.   n 
female  quail  treated  with  1  and  10  mg  PCB/kg 
there  was  a  significant  increase  in  ALA  synthetase 
activity  and  in  those  treated  with  100  mg/kg 
there  was  a  20-fold  increase.   Fluorescence 
(indicating  porphyrins)  was  observed  in  the 
livers  of  the  quail  which  showed  the  highest 
hepatic  PCB  concentrations.   Mobi 1 izat ion  of  PCB 
from  storage  fat  may  be  responsible  for  the 
increased  porphyria. 


Both  in  control  and  in  phenobarbi tal  treated 
rats,  at  a  certain  time  after  partial  hepatectomy 
performed  in  the  morning,  the  incorporation  of 
I31iododeoxyuridine  (l^ljDU)  into  liver  started 
to  increase  and  reached  a  maximum  which  was 
followed  by  a  decrease  and  a  second  rise.   In 
phenobarbi tal -treated  animals,  however,  the 
time-lag  between  surgery  and  the  initial  steep 
rise  of  ^^MDU  incorporation  was  2  hr  longer. 
When  partial  hepatectomy  was  performed  in_the_ 
evening,  again  there  was  a  delay  of  the  rise  in 
131 IDU  incorporation  in  phenobarbi tal -treated 
rats-  however,  the  initial  rise  following  the 
lag  phase  was  considerably  steeper  in  rats  pre- 
treated  with  phenobarbi tal .   Phenobarbi tal - 
treated  rats  showed  a  slower  rise  in  mitotic 
activity  following  partial  hepatectomy  in  the 
morning  and  showed  a  delayed  increase  C*  hr) 
following  surgery  in  the  evening.   Overall,  the 
increase  in  mitotic  activity  was  more  pronounced 
and  the  maximum  considerably  higher  in  the 
phenobarbi tal-treated  animals.   Pre-existing 
drug  induced  hypertrophy  may  enhance  the  proliter. 
tive  response  of  liver  parenchymal  cells  to 
partial  hepatectomy. 
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STUDIES  ON  LIVER  REGENERATION.   II. 

EFFECTS  OF  PHENOBARBITAL  ON  THE  ONSET 
AND  PATTERN  OF  RAT  LIVER  REGENERATION  FOLLOWING 
PARTIAL  HEPATECTOMY.   (E.)   BUrki ,  K.  (Baylor  U . 
Coll.  Med.,  Houston.  Tex.),  R.  Schindler  and  M 
Pfenninger.  Cell  Tissue  K^net.    M6):529-537.  1971 


732i(      EARLY  STAGE  IN  THE  METABOLISM  OF  AMINOA 

DYES  IN  THE  LIVER  OF  RATS.   (E.) 
Du  Plooy,  M.  (South  African  Counci 1  Sci .  I ndust . 
Res.,  Pretoria)  and  J.  Dijkstra.  Chem.    Bvol. 
Interactions   1*(3) :  163-1 73,  1971. 

After  a  h   hr  fast,  male  albino  rats  received,  by 
intragastric  instillation,  25  mg/lOO  g  body 
weiqht  of  N ,N-di methyl  ami noazobenzene  ^DAB;.   _ 
The  maximum  appearance  of  dye  in  trichloroacetic 
acid  (TCA)  extracts  of  livers  occurred  at'*  hr 
after  dosing.  These  metabolites  were  similar  to 
the  "early  metabolite"  of  the  3'methyl  ester  of 
DAB  in  that  75°^  of  the  dye  extractable  wi  th  TCA 
was  not  soluble  in  ethyl  ether   By  thin  layer 
chromatography,  approximately  90^o  of  these  polar 
TCA-soluble  metabolites  could  be  accounted  for 
as  the  ethereal  sulfates  of  the  V -hydroxy  ester 
of  DAB  and  N-monomethyl ami noazobenzene.   Ihe 
other  k   fractions  eluted  from  the  chromatography 
were  also  ethereal  sulfates. 

7725      ETHYL-a-p-CHLOROPHENOXYISOBUTYRATE 

INDUCED  HEPATIC  MICROBODY  PROLIFERATIO 
IN  RAT  LIVER  AND  UBIQUINONE  CONCENTRATION.  (E.) 
Reddv  J.  (U.  Kansas  Med.  Ctr.,  Kansas  City)  and 
D  Sv^boda.  SxpeHentia  27(9)  :1059-1061.  1971. 

The  relationship  between  increased  hepatic 
ubiquinone  levels  and  enhanced  catalase  activity 
and  microbody  proliferation  resulting  from  the 
administration  of  ethyl -a-p-chlorophenoxy- 
isobutyrate  (CPIB)  was  studied  in  male  rats. 
The  liver  parenchymal  cells  of  rats  trea  ed  wit 
CPIB  for  3  weeks  revealed  a  significant  increas. 
in  the  number  of  microbodies.  However,  those 
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treated  with  varying  concentrations  of  ubiquinone 
showed  no  change  in  microbody  number.   Whereas 
CPIB  treatment  significantly  increased  the  catalase 
activity  in  the  liver  (closely  paralleling  the 
increase  in  microbody  number),  the  administration 
of  ubiquinone  did  not  increase  the  catalase 
activity  significantly.   Thus,  ubiquinone  does 
not  appear  to  be  involved  in  the  microbody  proli- 
feration and  in  the  increase  in  catalase  activity 
that  accompanies  the  administration  of  CPIB. 

7326      THE  EFFECTS  OF  VARIOUS  DRUGS  AND  TOXIC 

AGENTS  ON  BILE  FLOW  RATE  AND  COMPOSITION 
IN  THE  RAT,   (E.)   Slater,  T.  F.  (Brunei  U.  Dept. 
Biochem.,  Uxbridge,  England)  and  V.  B.  Delaney. 

Toxiaol.   Appl.   Pharmaaol.    20(2)  :  1 57- 1  7/4,  1971. 

The  effects  of  various  hepatotoxins  and  some 
nontoxic  drugs  on  bile  flow  rate  and  composition 
were  studied  within  a  few  hr  of  drug  administra- 
tion and  related  to  changes  in  the  NAD  concentra- 
tions in  male  and  female  rats.   While  bile  flow 
was  unaffected  by  the  administration  of  CCl/,  or 
dinitrophenol ,  1  hr  after  d imethyl ni trosamine 
administration  a  transient  choleresis  was  observed. 
Decreases  in  the  bile  flow  rate  were  observed 
immediately  after  the  administration  of  either 
sodium  succinate  or  sodium  malonate;  however, 
the  effect  of  the  succinate  did  not  persist. 
When  sodium  taurocholate  was  injected,  maximum 
choleresis  was  observed  20-30  min  after  dosing. 
Decreases  in  bile  flow  in  response  to  ethionine 
commenced  shortly  after  administration,  were 
gradual,  and  were  most  noticeable  in  female  rats. 
Bile  flow/g  liver/hr  was  increased  to  only  a 
small  extent  by  the  administration  of  sodium 
phenobarbital.   Thus,  of  the  agents  studied,  only 
taurocholate,  d imethyl n i trosamine ,  and  pheno- 
barbital produced  an  increase  in  bile  flow.   CCl;,, 
dimethylnitrosamine,  ethionine,  dinitrophenol, 
and  malonate  all  decreased  bilirubin  output  and 
concentration  within  2  hr  of  dosing.   No  apparent 
correlation  was  observed  between  the  total  liver 
contents  or  redox  status  of  the  nicotinamide 
adenine  d i nucl eot ides  and  bile  secretion. 


7327      A  NOTE  ON  THE  STABILITY  OF  CONJUGATED 

DIENE  ABSORPTION  OF  RAT  LIVER  MICROSOMAL 
LIPIDS  AFTER  CARBON  TETRACHLORIDE  POISONING. 
(E.)   Srivivasan,  S.  (Case  Western  Reserve  U. 
Sch.  Med.,  Cleveland)  and  R.  0.  Recknagel.  J. 
Lipid  Bes.     1  2  (6)  .-766-767  ,  I97I. 

Conditions  that  would  permit  storage  and  shipment 
of  liver  tissue  prior  to  ultimate  analysis  is 
presented  using  rats  given  carbon  tetrachloride 
(ecu).   Rats  given  a  mixture  of  CCl/,  and  mineral 
oil  (2:1  v/v)  and  controls  given  only  mineral  oil 
were  killed  and  the  hepatic  microsomal  enzymes 
were  examined  for  conjugated  diene  absorption. 
Samples  were  also  preserved  in  0.25  M  sucrose 
0.003  M  EDTA,  pH  7.4  and  kept  frozen  just  below 
0  C  for  7  days.   The  difference  spectrum,  CCl;,- 
poisoned  minus  controls,  for  the  livers  analyzed 


immediately,  was  almost  identical  with  the 
corresponding  difference  spectrum  determined  7 
days  later.   A  very  slight  increase  in  absorption 
near  280  nanometers  (nm)  was  indicative  of  con- 
jugated trienes;  while  most  of  the  samples  had 
an  absorption  maximum  near  235  nm,  which  was 
indicative  of  conjugated  dienes.   Therefore, 
frozen  livers  can  be  stored  up  to  7  days  with 
confidence  that  analysis  of  microsomal  liver 
peroxidation  can  be  evaluated.   To  simulate 
autopsy  conditions  in  practice,  killed  rats  were 
left  at  room  temperature  (25°C)  for  2  hr  and 
then  frozen  for  7  days  in  the  sucrose-EDTA 
suspension.   No  detectable  microsomal  lipid 
peroxidation  was  detected  and  the  CCl/,- i  nduced 
difference  spectrum  was  identical  with  the 
difference  spectrum  determined  immediately  after 
the  2  hr  delay.   Results  were  variable  and  un- 
reliable after  \h   days  of  storage  of  whole  liver 
samples  below  0°C.   These  observations  establish 
realistic  boundary  conditions  for  postmortem 
handling  of  human  liver  tissue  in  preparation 
for  ultimate  work-up  and  analysis  of  peroxidative 
decomposition  of  lipids. 

7328      INHIBITION  OF  LIPID  SYNTHESIS  IN 

ISOLATED  RAT  HEPATOCYTES  BY  SERUM 
LIPOPROTEINS.   (E.)   Cooper,  B.  (Johns  Hopkins 
U.  Dept.  Med.,  Baltimore,  Md . )  and  S.  Margolis. 
J.   Lipid  Res.    12(6):731-739,  1971. 

Following  treatment  of  rat  liver  with  collagenase 
and  hyaluronidase  the  incorporation  of  labeled 
acetate  into  lipids  of  hepatocytes  was  studied. 
About  60%  of  the  acetate  incorporated  into  total 
lipids  was  free  cholesterol  and  13%  was  in 
tryglycerides.   Human  serum  lipoproteins  markedly 
inhibited  incorporation  of  acetate  into  lipids 
while  chylomicrons  did  not  inhibit  incorporation. 
In  addition,  the  distribution  of  radioactivity 
among  lipid  classes  was  unchanged  in  the  presence 
of  lipoproteins.   At  concentrations  that  are 
maximally  inhibitory  for  acetate  incorporation, 
lipoproteins  did  not  alter  leucine  incorporation 
into  cellular  protein.   This  suggests  that 
lipoproteins  do  not  diminish  lipid  synthesis  by 
a  direct  toxic  effect  on  hepatocyte  cellular 
metabolism.   Acetate  incorporation  was  also  not 
diminished  in  the  presence  of  deplipidated  protein 
from  low  density  lipoprotein  or  lecithin  present 
in  amounts  required  to  produce  comparable  effects 
of  inhibitory  concentrations  of  lipoprotein.   In 
addition,  cholesterol -leci thin  emulsions  con- 
taining small  amounts  of  free  cholesterol  had  no 
inhibiting  effect  on  lipid  synthesis.   Lipo- 
protein inhibition  of  acetate  incorporation  may 
be  important  in  the  physiologic  control  of  liver 
lipid  biosynthes  is. 


7329      INFLUENCE  OF  SELECTIVE  HEPATIC  VASCULAR 
PERFUSION  ON  AMMONIA  METABOLISM  IN  DOG. 
(E.)   Lambill iotte,  J.  P.  (St.  Peter  Hosp., 
Brussels)  and  J.  C.  Pector.  Saand.    J.    Gastro- 
enterol.   6(6):553-557,  1971. 
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Ammonium  chloride  {k5   mg/kg/hr)  was  Perfused 
continuously  through  either  the  hepatic  artery,  a 
peripheral  vein  or  the  portal  vein  ,n_20  dogs. 
Peripheral  venous  perfusion  resulted  .n  a  marked 
increase  in  the  peripheral  arter.al  level  of 
ammonia,  rising  during  the  f.rst  10  mm  of  per 
fusion  and  then  maintaining  a  constant  level  _ 
throughout  the  perfusion.   Portal  vein  per  usion 
of  ammonium  chloride  solution  also  resu  ted  m 
an  increase  in  the  peripheral  arterial  level  of 
ammonia.   Also,  the  hepatic  -ein  remained  com- 
nletely  normal.   In  contrast  to  the  other  groups, 
continuous  ammonium  chloride  perfusion  into  the 
hepatic  artery  did  not  change  the  peripheral 
arterial  ammonia  concentration  nor  the  hepatic 
vein  ammonia  level.   Apparently  during  porta 
perfusion  a  fraction  of  ammonium  chloride  solution 
is  shunted  before  reaching  the  sinusoids  whereas 
during  hepatic  artery  perfusion,  the  entire  amount 
of  solution  is  cleared  by  the  liver,  and  no 
shunts  can  be  detected. 
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INDUCTION  OF  TYROSINE  AMINOTRANSFERASE 
AND  AMINO  ACID  TRANSPORT  IN  MORRIS 
HEPATOMAS  AND  IN  ADULT  AND  NEONATAL  RAT  LIVER. 
(E  )   Reynolds,  R.  D.  (Univ.  Biochem.  Inst., 

reiburg!  Germany),  D.  F.  Scott  V  R^  ^S'^^7 
H.  P.  Morris.  Cancer  Res.    31(1 1 )= 1 580-1 5B9,  ly/i- 

The  induction  of  tyrosine  aminotransferase  and 
the  amino  acid  transport  system  was  studied  in 
rats  bearing  1  of  several  Morris  hepatomas  after 

Ltton  o?  glucagon,  theophyl 1 ine,  or  dexamethasone 
or  by  the  feeding  of  a  high-protein  diet.   Tyrosine 
aminotransferase  and  the  amino  acid  transport 
syitem  in  the  hepatomas  and  host  livers  responded 
to  the  inducing  agents  to  varying  degrees  and 
from  widely  different  initial  fasting  values. 
N^hepatoma  lines  or  their  host  livers  responded 
similarly  to  all  inducing  agents.   Tyrosine  amino 
t  ansferase  induction  was  investigated  in  neonatal 
r"t  liver  with  glucagon  and/or  theophyl  1  ine ,  or 
dibutyl  cyclic  AMP.   The  data  obtained  with  the 
hepatomas  was  paralleled  by  the  wide  range 
exhibited  by  the  changes  during  the  shift  f  om 
neonatal  to  adult  liver.   Hepatoma  96I8A,  at  he 
lower  end  of  the  range,  resembled  the  earliest 
neonatal  liver  (0-9  days  of  age)  in  terms  of  its 
tyrosine  aminotransferase  activity,  whether 
Induced  or  occurring  naturally.   However,  other 
hepatomas  may  exceed  normal  adult  l'^^;"  '" 
naturally  occurring  or  induced  levels  of  tyrosine 
aminotransferase  or  amino  acid  transport ,  wh 1 le 
resembling  neonatal  liver  in  other  respects. 

7:.:!,      BILE  ACID  SULFATES.   I.   SYNTHESIS  OF 

LITHOCHOLIC  ACID  SULFATES  AND  THEIR 
IDENTIFICATION  IN  HUMAN  BILE    (E.)   Palmer  R.  H. 
(U.  Chicago  Dept.  Med..  111.)  and  M.  G.  Bolt. 
J.   Lipid  Res.    12(6):671-679,  1971. 

The  3a-sulfate  esters  of  bile  acids  (1 i thochol ic . 
glycol ithocholic.  and  taurol i thochol 1 c  acids) 
were  prepared  with  sulfur  trioxide  and  pyridine. 


Bile  acid  sulfates  were  crystal ized  from 
methanol  or  ethanol  as  the  diammonium  salts,  and 
their  chromatographic,  chemical  compositions  and 
infrared  spectral  properties  were  determined 
The  bile  acid  sulfates  were  not  oxidized  by  the 
enzyme  3a-hydroxysteroi d  dehydrogenase  which 
confirmed  the  complete  esteri f i cat  ion  of  the 
3a-hydroxyl  group.   Incubation  of  taurine  or 
glycine  conjugated  bile  acids  sulfates  w,th_ 
cholyglycine  hydrolase  resulted  in  hydrolysis  of 
the  Imide  linkage  while  the  sulfate  ester  group 
was  not  affected.   Strong  alkaline  hydrolysis  of 
bile  acid  sulfates  resulted  in  hydrolysis  of 
amide  linkages,  partial  disruption  of  the  sulfate 
esters  and  alterations  in  the  steroid  nuclear 
configuration.   Radioactive  lithocholic  ac  d 
administered  p.o.  to  3  patients  with  cholel 1 th 1  as. 
nave  rise  to  h   sulfated  biliary  conjugates, 
glycolithocholic  and  taurol i thochol i c  acids  and 
2  unidentified,  more  polar  compounds   The  extent 
to  which  endogenous  lithocholic  acid  had  under- 
gone glycine  conjugation,  taurine  conjugation 
and  sulfation  was  determined  in  2  patients  and 
was  found  to  be  kM   and  75^4  of  the  total   using 
isotope  dilution  techniques.  The  phys  ologica 
nd  pharmacological  properties  -d  toxic  eect 
of  lithocholic  acid  may  be  affected  by  sulfation. 


77^2      BILE  ACID  SULFATES.   II.   FORMATION. 

METABOLISM.  AND  EXCRETION  OF  LITHOCHOLI 
ACID  SULFATES  IN  THE  RAT.   (E.)   Palmer  R.  H. 
(U.  Chicago  Dept.  Med.,  111.).  J-    Lip^d  Res. 
12(6):680-687,  1971. 

Following  administration  of  labeled  lithocholic 
acid  to  bile  fistula  rats,  labeled  compounds 
with  the  chromatographic  mobility  of  glyco-  or 
taurol ithocholic  acid  sulfate  were  observed  in 
bile  samples  and  constituted  less  than  104  of 
the  labeled  metabolites  but  accounted  for  over 
20°4  of  the  total  secreted  monohydroxy  bile  acids 
in  the  first  or  second  hr.   When  labeled  glyco- 
lithocholic acid  was  placed  in  the  mtestine  70? 
of  the  administered  dose  was  recovered  in  the 
bile  and  the  major  portion  of  the  isotopes  was 
excreted  10-20  hr  after  its  administration.   Alt 
of  the  isotope  collected  from  the  b'Me  had  the 
chromatographic  mobility  of  sulfated  '^ono- 
hydroxycholanates.   The  disposition  of  sulfated 
and  nonsulfated  1 i thocholates  differed  in  both 
route  and  rate  of  excretion.   Rats  fed  labeled 
li thochol ate  excreted  an  average  of  U   of  the 
given  isotope  in  the  urine,  whereas  those  fed 
the   sulfated  glycine  conjugate  excreted  almost 
2't^o  and  the  rate  of  excretion  of  the  total 
isotope  in  the  feces  and  urine  was  also  more 
rapid  in  the  latter  group.   Prior  to  fecal  excre 
tion  the  amino  acid  and  sul fate  mo, et 1 es  were 
almost  completely  removed.   Sulfation  of  l.tho 
cholates  does  occur  in  rats  with  consequent 
alterations  in  their  patterns  of  metabolism  and 
excretion,  and  the  study  of  this  animal  may  be 
helpful  in  the  investigation  of  the  sites  and 
mechanism  of  sulfation. 
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7333      ISOLATION  OF  3B,  7a-D IHYDROXYCHOL-5-EN- 

Zit-OIC  ACID,  AN  INTERMEDIATE  OF  CHENO- 
DEOXYCHOLIC  ACID  BIOGENESIS,  FROM  FISTULA  BILE 
OF  THE  RAT  AND  HEN.   (E.)   Yamasaki,  K.  (Tottori 
U.  Sch.  Med.,  Yonago,  Japan),  Y.  Ayaki  and  H. 
Yamasaki.  J.    Bioahem.    (Tokyo)    70  Ct) : 71 5-718 ,  I971. 

Fistula  bile  was  collected  for  6  hr  from  rats 
given  a-l'+C-DL-mevalonate  or  't-l'*C-cholesterol 
and  was  hydrolyzed  (130°C,  2M  KOH,  3  hr) .   Following 
column  chromatography  and  liquid  scintillation 
spectrometry,  3B  ,7a-d  ihydroxychol -5-en-2'<-oi  c 
acid,  an  intermediate  of  chenodeoxychol i c  acid 
biogenesis,  was  found.   A  hen  with  a  bile  fistula 
was  injected  with  '♦-l'*C-7a-hydroxychol  esterol  , 
and  the  bile  collected  for  7  days  was  hydrolyzed 
as  above.   An  aliquot  of  the  dihydroxy  acid  zone 
showed  2  LifschUtz  positive  spots  on  a  thin-layer 
plate.   One  of  the  spots  coincided  with  that 
given  by  36-7a-d i hydroxychol -5-en-2't-oic  acid. 
Following  elution  with  methanol,  rechromatography , 
and  radioscannography,  the  above-mentioned  area 
was  sharply  divided  into  2  radioactive  parts,  one 
corresponding  to  methyl  36,7a-d ihydroxychol -5-en- 
Ih   oate  and  the  other  to  methyl  36, 7a-d ihydroxy- 
chol -4-en-2'lt-oate. 


733^*      THE  INDUCTION  OF  LIVER  ENZYMES  BY 

CORTISOL  AFTER  COMBINED  TREATMENT  OF 
>1ICE  WITH  X-IRRADIATION  AND  INHIBITORS  OF  PROTEIN 
BIOSYNTHESIS.   (E.)   Streffer,  C.  (U.  Freiburg 
Radiol.  Inst.,  Germany)  and  S.  Schafferus.  Int. 
T.    Radiat.    Biol.    20  Ct)  :  301 -3I  3  ,  I97I. 

rhe  effect  of  X- i rrad iat ion  on  the  ability  of 
:ortisol  to  induce  hepatic  enzymes  was  studied 
in  mice  treated  with  actinomycin  D  (AD),  puromycin 
)r  ethionine.   When  Cortisol  (kO   mg/kg)  was 
injected  2-3  min  before  2000  r  or  more  of  X- 
rradiation,  synthesis  of  tryptophan  pyrolase  was 
lecreased,  while  that  of  tyrosine  aminotransferase 
/as  unchanged.   Hormonal  induction  was  strongly 
nhibited  by  the  simultaneous  administration  of  AD 
,120  mg/kg)  and  Cortisol  before  whole  body  X- 
rradiation  (^4000  R)  .   Puromycin  (100  mg/kg) 
larkedly  impaired  the  induction  of  tryptophan 
lyrrolase  after  whole  body  irradiation  but  had 
ittle  effect  on  tyrosine  aminotransferase  in- 
uction.   Administration  of  ethionine  (20  mg/kg) 
'as  followed  by  a  reduction  in  the  induction  of 
ryptophan  pyrrolase  after  high  radiation  doses, 
'hile  induction  of  tyrosine  aminotransferase  was 
nchanged.   The  observed  rad iat ion- i nduced  altera- 
lons  may  involve  specific  effects  at  the  trans- 
ational  level  of  protein  synthesis. 


335      STUDIES  ON  LIVER  REGENERATION.   I. 

131|0D0DE0XYURIDINE  AS  A  PRECURSOR  OF 
NA  IN  NORMAL  AND  REGENERATING  RAT  LIVER.   (E.) 
Urki,  K.  (Baylor  U.  Coll.  Med.,  Houston,  Tex!), 
.  C.  Schaer,  A.  Grieder,  R.  Schindler  and  H. 
ottier.  Cell  Tissue  Kinet.    4 (6) : 519-527 ,  I971. 

^o^hr  after  the  injection  of  ^ ^1 (ododeoxyurid i ne 
IDU)  into  both  normal  and  partially 


hepatectomized  rats,  considerably  more  radio- 
activity was  present  in  the  acid-soluble  fraction 
than  in  DNA.   As  a  result  of  extensive  elimination 
of  label  contained  in  the  acid-soluble  fraction 
2h   hr  after  13l|[iu  administration,  the  amounts 
of  radioactivity  incorporated  into  DNA  were  of 
the  same  order  of  magnitude  as  those  in  the  acid- 
soluble  fraction,  whereas  the  48-hr  acid-soluble 
label  had  reached  much  lower  levels.   Only  1.8- 
16.61  of  total  radioactivity  was  found  in  hepatic 
DNA  2  hr  after  131 IDU  injection.   However,  in 
tissue  subjected  to  formalin  fixation  with 
selective  extraction  of  the  acid  soluble  label, 
6'(-89l  of  the  remaining  radioactivity  was  in  DNA. 
Hence,  radioactivity  not  extracted  by  formalin 
may  be  used  as  a  measure  of  DNA  synthesis  at  the 
time  of  131|DU  injection,  thus  obviating  time- 
consuming  biochemical  fractionation  procedures. 

7336      EFFECT  OF  CARBON  TETRACHLORIDE  ON 

ENDOPLASMIC  ENZYMES  IN  RAT  LIVER.   (Ger.) 
Heni,  N.  (U.  Tubingen  Inst.  Toxicol.,  Germany) 
and  H.  Remmer.  Arah.    Toxikol.    28(1):  1-11,  I97I. 

When  administered  to  male  Wistar  rats  3  hr  before 
decapitation,  CCU  (1.25-5.00  ml/kg  p.o.  through 
a  stomach  tube)  caused  dose-dependent  inhibition 
of  ribosomal  gl ucose-6-phosphatase  and  cytochrome 
P45O,  but  had  no  effect  on  the  activities  of 
ribosomal  pseudochol inesterase ,  NADPH-dependent 
cytochrome  c  reductase,  or  cytochrome  b5  in  the 
liver.   Oxidation  appears  to  be  dependent  on 
factors  other  than  cytochrome  Pz^gg  since  the  rate 
of  hydroxy Iat ion,  determined  by  the  amount  of 
formaldehyde  formed  during  the  oxidation  of 
aminopyrine,  decreased  to  a  greater  extent  than 
cytochrome  P.^^  activity.   Since  cytochrome  P/,20 
was  not  found  in  liver  ribosomes  from  CCl/j-treat' 
rats,  it  is  concluded  that  CCl/^  destroys  the 
structure  of  cytochrome  ?^^q   to  a  greater  extent 
than  detergents  and  lipases  which  convert  it 
into  cytochrome  P/,20.   Treatment  of  rats  with 
phenobarbital  (80  mg/kg/day  i.p.)  for  3  days 
before  administration  of  CCl/,  enhanced  the  effect 
of  CCl/,  on  cytochrome  P/,50  but  had  no  effect  on 
the  decrease  in  gl ucose-6-phosphatase.   These 
findings  appear  to  support  the  hypothesis  that 
CCl/j  must  be  converted  into  an  active  metabolite, 
possibly  a  free  radical,  before  it  can  damage 
the  endoplasmic  reticulum. 
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7337      INHIBITION  OF  HEPATIC  TRIGLYCERIDE 

FORMATION  BY  CLOFIBRATE.   (E.)   Adams, 
L.  L.  (U.  North  Carolina  Sch.  Med.,  Chapel  Hill), 
W.  W.  Webb  and  H.  J.  Fallon.  J.    Clin.    Invest. 
50(ll):2339-23'*6,  1971. 

The  effect  of  clofibrate  (ethyl  chlorophenoxy- 
isobutyrate)  on  the  hepatic  synthesis  of  glycero- 
lipids  was  studied  in  vivo  in  male  Sprague-Dawl ey 
rats  fed  a  diet  with  0.25%  clofibrate  for  2 
weeks  and  in  vitro  in  homogenates  from  rats  not 
fed  clofibrate  but  with  incubation  of  the 
homogenate  preparation  with  various  concentrations 
of  this  drug.   With  administration  of  clofibrate 
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p  o  for  2  weeks,  there  was  a  38°^  decrease  in 
mean  serum  triglyceride  levels  and  an  increase 
of  up  to  kO%    in  hepatic  triglyceride  content.  _ 
There  was  a  22°^  increase  in  mean  liver  weight  in 
rats  fed  clofibrate  but  there  was  no  significant 
change  in  mean  total  body  weight.   Meanlevels 
of  serum  glycerol  were  regularly  lower  in  clofibrate- 
fed  rats.   Most  of  these  changes  were  observed 
within  6  hr  of  initial  administration  of  clofibrate. 
Results  were  similar  when  the  0.25°^  clofibrate 
was  administered  with  a  high-glucose  diet.   In 
the  in  vitro  preparations,  incorporation  of   L- 
sn-gTVci^oTS-phosphate  into  di-  and  triglyceride 
was  inhibited  by  l-^^O  mM  clofibrate,  suggesting 
that  clofibrate  possibly  reduces  hepatic  glycero- 
lipid  synthesis  by  the  inhibition  of  1  or  more 
reactions  in  the  esteri f icat ion  of  sn-glycerol -3" 
phosphate. 


PRODUCTION  AND  EXCRETION  OF  BILIRUBIN 
IN  GUNN  RATS  TREATED  WITH  PHENOBARBITAL. 
Robinson,  S.  H.  (Beth  Israel  Hosp.,  Boston 
JZa.    Soa.    Exp.    Biol.   Med.    1  38(1 )  :28l -281*, 
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(E.) 

Mass.) 

1971. 

There  was  no  significant  change  in  the  serum 
bilirubin  concentration  or  in  any  of  the  indices 
of  bilirubin  turnover  after  treatment  of  Gunn 
rats  with  phenobarbital.   In  2  drug  treated  Gunn 
rats,  1  month  after  completion  of  the  second 
turnover  study,  there  was  a  small  rise  in  the 
initial  sharp  component  of  early  1 abeled  b i 1 i rub i n 
formation.   After  10  hr,  both  curves  fell  to 
within  the  normal  range.   There  is  apparently^ 
only  minimal  enhancement  of  bilirubin  production 
from  nonhemoglobin  sources  in  the  liver,  in  con- 
trast to  the  large  changes  reported  for  normal 
animals.   Phenobarbital  seemingly  does  not   _ 
stimulate  the  alternate  pathways  by  which  animals 
are  unable  to  conjugate  bilirubin  and  excrete  bile 
pigment . 
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THE  MAGNITUDE  OF  NONELECTROLYTE  SELEC- 
TIVITY IN  THE  GALLBLADDER  EPITHELIUM. 
(E  )   Smulders,  A.  P.  (U.  California  Med.  Ctr., 
Los  Angeles)  and  E.  M.  Wright.  J.    Membrane  Bvol. 
5('*):297-3l8,  1971. 

Rabbit  gallbladder  epithelial  permeabi 1 i ty _ to 
nonelectrolytes  was  determined  by  radioactive 
tracer  techniques  and  by  a  previously  described 
osmotic  procedure.   There  was  good  agreement 
between  the  selectivity  sequences  obtained  by  the 
2  methods  for  the  16  compounds  used.   Although 
there  was  a  direct  relationship  between  permeability 
coefficients  and  bulk  phase  partition  coefficients, 
the  gallbladder  behaved  as  if  the  membranes  con- 
trolling selectivity  were  more  hydrophobic  than 
isobutanol.   The  permeability  coefficient-molecular 
weight  relationship  revealed  a  less  viscous 
membrane  than  other  single  cell  membranes.   The 
demonstration  of  lower  apparent  activation 
energies  for  permeation  of  small  polar  solutes 
supported  the  view  of  small  polar- molecule 


permeation  across  gallbladder  membrane  by  a  _ 
polar  pathway.  The  apparent  sucrose  activation 
energy  was  indistinguishable  from  that  reported 
for  diffusion  in  aqueous  solution  and  inulin  and 
sucrose  permeability  coefficients  were  in  the 
ratio  of  their  free  solution  diffusion  co- 
efficients.  The  presence  of  few  large  pores  in    i 
the  epithelium  may  explain  the  above  findings.    ^ 

7^1+0      THE  INFLUENCE  OF  POSTNATAL  DEVELOPMENT 

ON  DRUG- INDUCED  HEPATIC  PORPHYRIA  AND 
THE  SYNTHESIS  OF  CYTOCHROME  P-kSO.      A  BIOCHEMICAL 
AND  MORPHOLOGICAL  STUDY.   (E.)   Song,  C.  S., 
H.  L.  Moses,  A.  S.  Rosenthal,  N.  A.  Gelb  and  A. 
Kappas.  J.    Exp.   Med.    13^5)  :  1  3^.9-1  371  ,  1971. 

There  was  a  progressive  12-fold  increase  in 
hepatic  delta-aminolevulinate  synthetase  activity 
within  12-16  hr  after  al lyl i sopropyl acetami de 
administration  to  adult  rats.   Despite  the  great 
potency  of  al  lyl  isopropylacetamide  for  induction 
of  this  enzyme  in  adult  rats,  an  essentially 
complete  lack  of  full  responsiveness  to  the_ 
induction  of  the  above  synthetase  characterized 
the  fetuses  and  the  newborn  animals.  This  re 
fractoriness  lasted  until  about  10  days  of  age, 
with  inducibility  increasing  rapidly  f^^^fy^/- 
Ultrastructural  changes  accompanying  the  induction 
of  delta-aminolevulinate  synthetase  by  drugs  and 
chemicals  in  adult  livers  included:   hypert roph , ed 
hepatocytes,  enlarged  nucleoli,  marked  prolifera- 
tion of  smooth  endoplasmic  reticulum  membranes 
and  dense  lipid-like  material  in  Golgi  associated 
vesicles.   No  detectable  structural  alterations, 
however,  were  observed  in  neonatal  rats _ fol lowi ng 
drug  administration.   Significant  drug- i nduced _ 
changes  of  hepatic  cytochrome  ?-kSO    (hemoprote i n) 
and  of  heme-precursor  incorporation  '"to  this 
cytochrome  did  take  place  in  neonates.   Delta- 
Ami  nolevul  i  nate  synthetase,  but  not  cytochrome 
P-i450  belongs  to  an  increasingly  large  group  ot 
hepatic  enzymes  in  mammals  whose  appearance, 
increase  of  activity,  or  inducibility  is 
developmental ly  determined. 


73/,l      THE  GALACTOSE  UTILIZATION  RATE  IN 

LIVER  SLICES  FROM  MAN  AND  RAT  AND  ITS 
RELATION  TO  THE  LACTATE/PYRUVATE  RATIO  OF  THE 
MEDIUM.   (E.)   Tygstrup,  N.  (Natl.  Hosp., 
Copenhagen),  A.  Schmidt  and  H-   •  D-  T^'eden 
Scand.    J.    Clin.    Lab.    Invest.    28(l):27-31.  1971. 

Galactose  utilization  rate  changes  were  studied 
by  altering  the  lactate/pyruvate  <=°"^«"^^^^^^ '°"  „ 
ratio  by  addition  of  lactate,  pyruvate,  and  ethar 
in  liver  slices  from  rat  and  man.   Pyruvate 
addition  increased  the  galactose  utilization 
rate;  lactate  caused  no  significant  change; 
ethanol  decreased  galactose  utilization  by  20^. 
Utilization  of  pyruvate  by  gluconeogenesis  and 
carboxylation  to  oxaloacetate  increased  ADP 
formation  which  may  accelerate  ^ADH  oxidation 
through  the  respiratory  chain.   Combinations  of 
lactate,  pyruvate,  and  ethanol  additions  caused 
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intermediate  changes,  independent  of  the  resulting 
lactate/pyruvate  ratio.   Addition  of  pyruvate 
increased  NAD  formation,  but  lactate  had  no 
influence  on  NAD  or  NADH.   Galactose  utilization 
rate  was  twice  as  great  for  human  liver  slices 
as  compared  to  rat  liver  slices.   Evidence 
indicated  a  dissociation  between  cytoplasmic 
NADH/NAD  ratio  and  lactate/pyruvate  concentration 
ratio  in  the  medium.   The  lactate/pyruvate  ratio 
of  the  medium  may  fail  to  reflect  the  NADH/NAD 
ratio  of  the  cytosol  when  lactate  or  pyruvate  was 
added . 


73'42      SENSITIVITY  OF  CHOLESTEROL  TURNOVER  IN 
RAT  LIVER  TO  COLD  ENVIRONMENTAL  STRESS. 
(E.)   Kato,  M.  (Osaka  Med.  Coll.,  Japan).  Am.    J. 
Physiol.    221  (5):1255-1259,  1971. 

Following  the  injection  of  acetate-1 -l'*C  into 
control  and  alloxan  diabetic  rats,  and  sacrifice 
at  '♦-day  intervals  up  to  28  days,  decay  curves 
revealed  decreased  rates  of  cholesterol  turnover 
in  the  diabetic  rats.   In  control  and  alloxan 
diabetic  rats  exposed  to  cold  (2±1°C),  the 
cholesterol  specific  activities  in  rat  liver  were 
less  than  those  of  the  control  (normal  temperature), 
suggesting  a  defect  in  chol esterologenes i s . 
Alloxan  diabetic  rats  exposed  to  cold  showed  a 
larger  decrease  in  specific  activities  than  alloxan 
diabetic  rats  at  room  temperature.   The  effects 
of  prolonged  cold  exposure  (for  1,2,  or  3  months 
followed  by  serial  sacrifice  at  4-day  intervals 
up  to  28  days)  on  normal  and  diabetic  rats  pro- 
duced a  decrease  of  cholesterol  turnover  rates 
in  the  liver.   Both  the  amounts  of  expired  ^'*C02 
and  urine  total  activity  produced  by  the  diabetic 
rats  in  the  cold  room  were  lower  than  those  for 
the  controls.   There  may  be  a  defect  in  the 
mechanism  of  cholesterol  degradation  in  the 
diabetic  rats,  and  the  effects  of  long,  continuous 
cold  environment  on  the  normal  and  diabetic  rats 
produced  the  decrease  of  cholesterol  turnover 
rates  in  the  1 iver. 


73't3      GLYCOPROTEINS  IN  HUMAN  BILE.   (E.) 

Bouchier,  I.  A.  D.  (U.  London  Dept. 
•^ed.)  and  J.  R.  Clamp.  Clin.    Chim.    Acta   35(l): 
219-22't,  1971. 

Glycoproteins  occur  in  excess  in  cholelithiasis 
and  have  been  identified  in  human  gallstones, 
rhe  biliary  glycoprotein  content  of  liver  bile 
from  7  patients  with  draining  T  tubes  was  analyzed, 
rhree  of  the  patients  did  not  have  biliary  tract 
disease,  four  had  cholesterol  stones  removed  from 
the  gallbladder  and  the  common  bile  duct.   Samples 
vere  collected  for  10  days  under  sterile  condi- 
tions, frozen,  then  pooled  for  analysis.   No 
differences  were  found  between  the  normal  and 
lithogenic  biles,  either  in  carbohydrate  or 
amino  acid  content.   Two  types  of  glycopeptide 
vere  revealed  by  Pronase  digestion.   Type  1 
glycopeptide  had  a  higher  molecular  weight,  con- 
tained less  mannose,  more  fructose  and  N-acetyl- 
jalactosamine  than  type  2.   Type  2  glycoproteins 


are  more  comparable  to  serum  glycoproteins. 
Gallbladder  bile,  particularly  in  cholelithiasis, 
might  differ  from  hepatic  bile. 


llhk  HORMONAL  AND  DIETARY  CONTROL  OF  ENZYMES 

IN  THE  RAT.   IV.   DIETARY  CONTROL  OF 
SOME  LIVER  ENZYMES  UNIQUE  TO  AMINO  ACID  METABOLISM 
AND  GLUCONEOGENESIS  AND  ITS  DEPENDENCE  ON  PAN- 
CREATIC HORMONES.   (E.)   Matsutaka,  H.  (Osaka  U. 
Inst.  Protein  Res.,  Japan),  K.  Nakajima  and  E. 
Ishikawa.  J.    Bioohem.    (Tokyo)    70 (3) : 395-405, 
1971. 

In  male  and  female  Sprague-Dawl ey  rats,  the 
starvation-induced  increase  in  activity  of 
hepatic  serine  dehydratase  was  inhibited  by  pre- 
feeding  the  rats  with  lactate  or  glycerol.   The 
starvation-induced  decreases  in  activity  of 
phosphoenol pyruvate  carboxykinase  and  tyrosine 
transaminase  were  reduced  by  prefeeding  with 
lactate  but  not  with  glycerol.   There  was  no 
difference  in  depression  of  enzyme  activities 
with  prefeeding  with  various  glucogenic  amino 
acids  (L-alanine,  L-proline,  monosodium  L-glutamate 
and  an  L-alani ne-L-prol i ne  mixture).   Prefeeding 
with  the  amino  acids  did  not  induce  activity  of 
serine  dehydratase  in  rats  subjected  to  prior 
pancreatectomy,  while  amino  acid  feeding  was 
capable  of  inducing  activity  of  tyrosine  trans- 
aminase in  rats  subjected  to  removal  of  pancreas, 
adrenal  cortex  and  hypophysis.   In  rats  subjected 
to  hypophysectomy  and  pancreatectomy  the  effects 
of  glucagon  and  the  amino  acid  mixture  on  tyrosine 
transaminase  activity  were  additive.   Activity 
of  phosphoenol pyruvate  carboxykinase  in  pan- 
createctomized  rats  was  decreased  by  administra- 
tion of  glycerol  and  insulin  and,  to  a  lesser 
extent,  by  glycerol  alone. 


7345      ETHANOL- INDUCED  FATTY  LIVER  IN  RATS: 

EFFECTS  OF  PYRAZOLE  AND  GLUCOSE.   (E.) 
Domanski,  R.  (Med.  Coll.  Pennsylvania,  Philadelphia), 
D.  A.  Rifenberick,  F.  Stearns,  R.  M.  Scorpio  and 
S.  A.  Narrod.  Proo.    Soo.    Exp.    Biol.    Med.    138(1): 
18-20,  1971. 

Pyrazole  (4  mi  1 1 imoles/kg)  protection  against 
ethanol-induced  fatty  liver  due  to  differences 
in  sex  or  elapsed  time  between  the  injection  of 
pyrazole  and  the  administration  of  ethanol  was 
studied  in  male  and  female  Sprague-Dawley  rats. 
A  single  acute  dose  of  ethanol  (6  mg/kg)  resulted 
in  a  3-fold  increase  in  liver  triglycerides 
which  was  lowered  to  control  levels  by  pyrazole 
in  male  rats.   In  female  rats  triglyceride 
accumulation  was  higher,  and  pyrazole  was  less 
effective  in  lowering  the  triglycerides  following 
acute  ethanol  administration.   In  both  groups, 
the  effects  of  pyrazole  were  the  same  whether 
injected  4  hr  or  10  min  prior  to  ethanol 
administration.   In  the  absence  of  pyrazole  glucose 
markedly  lowered  the  triglyceride  accumulation 
following  ethanol  administration  in  both  male  and 
female  rats.   Blood  ethanol  levels  were  only 
slightly  reduced  in  the  presence  of  pyrazole. 
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Acute  ethanol  administration  resulted  in  a  lower 
hepatic  NAD/NADH  ratio  in  animals  that  received 
no  pyrazole  as  compared  to  pyrazole-treated  rats. 
The  microsomal  ethanol  oxidizing  system  showed 
no  significant  change  in  activity  associated 
with  acute  ethanol  administration  with  orwithout 
pyrazole  administration.   The  difference  in 
effect  of  pyrazole  on  hepatic  triglyceride  is 
seemingly  related  to  sex  rather  than  to  drug 
action  time  or  absorption  and  in  female  rats 
liver  ethanol  metabolism  is  not  necessary  for 
triglyceride  accumulation.   Glucose  protects 
against  fatty  liver  in  both  sexes  by  some  effect 
other  than  increasing  ethanol  metabolism. 

73i(6      D-GALACTOSAMINE  HEPATOTOXICITY.   II. 
MECHANISM  OF  FATTY  LIVER  PRODUCTION. 
(E.)   Koff,  R.  S.  (Boston  VA  Hosp.,  Mass.),  J.  J. 
Fitts  and  S.  M.  Sabesin.  Proa.    Soa.    Exp.    Biol. 
Med.    138(1): 89-92,  1971. 

The  pathogenesis  of  fatty  liver  was  studied  in 
the  rat  by  investigating  the  effects  of  D-galacto- 
samine  on  protein  synthesis  and  lipoprotein 
secretion.   Hepatic  triglycerides  were  increased 
more  than  3-fold  at  Ik   hr  in  D-galactosami ne- 
treated  animals  when  compared  to  saline  or  0- 
glucosamine-treated  controls.   Adenine,  ATP, 
uridine,  uridine  nucleotides  or  uridine-5'- 
diphosphoglucose  admi ni stered 'to  groups  of  rats 
had  no  inhibitory  effect  on  the  fatty  liver  in- 
duced by  D-galactosamine.   Plasma  triglycerides 
were  similar  at  6  and  20  hr  after  the  injection 
(i.p.)  of  D-galactosamine,  D-gl ucosami ne ,  or 
saline.   The  expected  hypertriglyceridemia 
observed  90  min  after  the  administration  of 
tyloxapol  in  controls,  was  markedly  reduced  at 
20  hr  in  D-galactosami ne-treated  rats.   However, 
no  difference  in  the  response  to  tyloxapol  was 
detected  6  hr  after  the  i.p.  injection  of  D- 
galactosamine  as  compared  to  i.p.  injected  con- 
trols.  Electrophoresis  of  serum  lipoproteins  l6 
hr  after  i.p.  D-galactosamine  showed  a  marked 
decrease  in  beta-1 i poprotei ns  as  compared  to  6  hr 
after  D-galactosamine  no  change  in  serum  lipo- 
proteins on  cellulose  polyacetate  or  paper  as 
compared  to  controls  was  observed.   Incorporation 
of  ^"^C-l-leucine  into  microsomal  protein  was 
inhibited  by  hQ%   at  k   hr  and  57°^  at  17  hrfollowing 
D-galactosamine  administration,  while  no  inhibition 
was  demonstrable  after  2  hr.   D-Galactosami ne- 
induced  fatty  liver  is  seemingly  caused  by  impaired 
hepatic  lipoprotein  release  due  to  inhibition  of 
protein  synthesis  of  the  lipoprotein. 


73V7      REUTILIZATION  OF  5-125 ,. |0D0-2 ' -DEOXY- 

URIDINE  AND  ^H-THYMIDINE  IN  REGENERATING 
LIVER  OF  MICE.   (E.)   Heiniger,  H.  J.  (Jackson 
Lab.,  Bar  Harbor,  Me.),  G.  Friedrich,  L.  E. 
Feinendegen  and  F.  Cantelmo.  Proa.    Soa.    Exp. 
Biol.   Med.    137('4):138l-138'4,  1971. 

Radioactive  5- iodo-2 ' -deoxyurid i ne  (125|UdR)  was 
reutilized  by  regenerating  mouse  liver.   Although 


its  uptake  was  from  10-35  times  less  efficient 
than  that  of  tritiated  thymidine  (^H-TdR) ,  it^ 
was  nevertheless  significant  and  perceptible  in 
contrast  to  other  proliferating  tissues  such  as 
bone  marrow.   With  autoradiography,  the  labeling 
index  (LI)  of  the  hepatocytes  in  the  controls 
reached  8^  for  125, ujr  labeled  cells  and  l^t^  for 
^H-TdR  labeled  cells.   From  the  day  of  hepatectomy 
the  LI  rose  to  2k   and  i>h%,    resp.,  at  day  '♦ . 
Whereas,  the  ^H-TdR  LI  continued  to  rise,  reaching 
almost  to  90%  at  day  8,  the  i25|udR  LI  fell 
sharply.   A  somewhat  similar  behavior  was  re- 
flected in  the  mean  grain  counts.   In  addition 
to  local  reuti 1 ization,  labeled  precursors 
entered  the  regenerating  liver  from  the  intestine 
through  the  portal  circulation.   Precursor  supply 
from  immigrated  WBC  also  occurred.   Since  a  by- 
pass of  the  thymidine  kinase  salvage  pathway  is 
unlikely,  incorporation  of  tracer  into  the 
regenerating  liver  must  occur  from  the  nucleoside 
level . 


731*8      EFFECTS  OF  ETHANOL  AND  TAUROCHOLATE  ON 

BROMSULPHTHALEIN  EXCRETION  BY  THE 
ISOLATED,  PERFUSED  LIVER.   (E.)   Kendler,  J. 
(Cent.  Hosp.,  Afula,  Israel),  H. 
Zimmerman.  Proa.    Soa.    Exp. 
1168-1170,  1971. 


Bassan  and  H. 
Biol.   Med.    ^3lW  : 


A  prompt  choleresis  followed  the  administration 
of  taurocholate  to  the  perfused  untreated  rat 
livers.   The  rate  of  bile  flow  increased  from  11 
yl/min  to  a  peak  18  yl/min  within  10  min,  and 
slowly  decreased  to  13  yl/min  after  kS   min  of 
perfusion.   Perfusion  of  livers  with  ethanol  led 
to  a  bile  flow  reduction;  however,  taurocholate 
infusion  markedly  reversed  the  ethanol -produced 
cholestasis  from  low  values  of  7.8  to  a  peak 
flow  of  I'*  pl/min.   The  choleretic  effect  of 
taurocholate  was  of  a  short  duration  when  BSP 
was  added  to  the  perfusate  of  ethanol -treated 
livers  in  a  single  130  yl/l  dose.   Livers  that 
were  perfused  with  250  mM/1  concentrations  of 
ethanol  excreted  little  BSP  in  the  bile.   Following 
the  perfusion  of  BSP  given  as  a  single  load  during 
perfusion  with  ethanol,  the  total  quantity  of 
BSP  in  the  bile  was  approximately  equal  to  that 
in  the  experiments  in  which  the  dye  had  been 
slowly  infused.   The  choleretic  effect  of 
taurocholate  permitted  bile  flow  to  continue  at 
an  essentially  normal  rate,  despite  which  an 
ethanol-induced  impairment  of  BSP  excretion  could  | 
be  demonstrated.   Apparently,  in  the  presence  of 
ethanol,  the  biliary  BSP  transport  is  largely 
performed  by  the  bile  salt-independent  fraction 
of  canalicular  bile  production. 

731*9      PASSIVE  ROLE  OF  THE  BILE  DUCT  SYSTEM 

IN  THE  DELIVERY  OF  BILE  INTO  THE 
INTESTINE.   (E.)   Wakim,  K.  G.  (Mayo  Clin., 
Rochester,  Minn.).  Surg.    Gynecol.    Obstet. 
133(5) :826-828,  1971. 

The  spontaneous  and  drug-induced  activities  of 
perfused,  fresh  common  bile  duct  segments  taken 
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from  dogs  were  recorded,  histologic  sections 
were  analyzed  for  muscle  content  with  special 
stains,  and  the  2  parameters  were  compared.   Only 
sparse  muscle  fibers  were  observed  in  the  intra- 
mural portion  of  the  common  bile  duct  segment 
after  it  was  stripped  out  of  the  duodenal  struc- 
tures surrounding  it.   The  same  was  true  of  the 
segments  of  the  extramural  portion  of  the  common 
bile  duct,  hepatic  ductsand  cystic  ducts.   Drug- 
induced  activity  (methachol i ne ,  histamine,  sero- 
tonin) revealed  by  contraction  of  the  muscles 
and  shortening  of  the  segment,  occurred  only  in 
the  intramural  portion  of  the  common  bile  duct 
segment  where  it  was  surrounded  by  the  duodenal 
muscle  layers.   When  the  duodenal  muscle  was 
removed,  no  biliary  segment  showed  spontaneous 
or  drug-induced  activity.   Cholecystokin in-pan- 
creozymin  had  no  effect,  even  on  the  intramural 
segment,  and  epinephrine,  norepinephrine  and 
vasopressin  injection  had  no  effect  on  the  common 
bile  duct  even  when  it  was  surrounded  with  the 
duodenal  muscle  layers.   Thus,  peristaltic 
activity  in  the  biliary  duct  system  is  absent. 


7350      METABOLISM  OF  1  ,2-3h-C0RT I  SOL  PERFUSED 

THROUGH  HUMAN  LIVER  IN  VIVO.   (E.) 
Wortmann,  W.  (U.  Pennsylvania  Sch.  Med.,  Philadel- 
phia), J.  C.  Touchstone,  P.  Knapstein,  G.  Dick 
and  G.  Mappes.  J.    Clin.    Endocrinol.   Metab.    lllk): 
597-60it,  1971. 

The  liver  of  a  38-yr-old-man  was  injected  with 
100  yc-1 ,2-3H-cortisol  through  the  portal  vein  for 
1  min  and  blood  samples  were  withdrawn  from  the 
hepatic  vein  through  a  heart  catheter  at  1,3,5,10 
and  20  min  intervals.   After  5  min  2\%   of  the 
injected  radioactivity  had  passed  the  liver  while 
at  10,  15  and  20  min  the  levels  were  ^3,  60  and 
1S%,    resp.   The  greatest  number  of  metabolites 
was  found  5  min  after  ^H-cortisol  infusion.   The 
ratio  of  Cortisol  to  all  its  metabolites  after  5 
and  20  min  was  0.08  and  0.15,  resp.   The  ratio 
of  conjugated  to  unconjugated  metabolites  de- 
creased in  the  first  5  min  and  remained  constant 
at  5  and  10  min.   The  conjugated  fraction  was 
mostly  glucuronides,  and  represented  19.81  of 
the  total  recovered  radioactivity.   This  fraction 
contained  cortolone  and  6-cortolone,  as  well  as 
cortol ,  present  in  lower  amounts.   The  tetra- 
hydrocortisol :tetrahydrocortisone  ratio  in  the 
first  5  min  was  l.^t,  and  in  the  following  15  min, 
1.2.   These  2  compounds  made  up  the  second 
largest  proportion  of  the  conjugate  fraction. 
The  ratio  between  free  Cortisol  and  its  metabolites 
in  the  unconjugated  fraction  was  0 .k .      The  20- 
hydroxy-deriyatives  were  mainly  20  S  in  the 
Cortisol  series  while  in  the  cortisone  they  were 
20  a.   The  percentage  of  the  20-hydroxyl  deriva- 
tives in  the  unconjugated  fraction  was  0.48  while 
the  6-hydroxyl  deri vat ives  were  the  second  largest 
proportion  in  the  same  fraction.   The  ratio  of  6 
hydroxyl  derivatives  to  20-hydroxyl  compounds 
was  0.38.   1 I-Hydroxyetiocholanolone  was  the 
most  abundant  1 7-ketosteroid  metabolite  in  the 
conjugated  fractions  and  was  present  in  low 


amounts  in  the  unconjugated  fraction  which 
consisted  mostly  of  ll-oxo-  and  11-hydroxy- 
androsteredione. 


7351      INHIBITION  OF  HEPATIC  CHOLESTEROL 

BIOSYNTHESIS  BY  3 ,5-D IHYDROXY-3  ,4  ,4- 
TRIMETHYL-VALERIC  ACID  AND  ITS  SITE  OF  ACTION. 
(E.)   Hulcher,  F.  H.  (Wake  Forest  U.  Bowman  Gray 
Sch.  Med.,  Winston-Salem,  N.  C).  Arah.    Bioahem. 
Biophys.    1^*6  (2)  :'t22-'427,  1971. 

An  internal  Reformatsky  reaction  was  used  in  the 
synthesis  of  3,5-d ihydroxy-3 ,4 ,4-tr imethy 1  valeric 
acid,  a  compound  which  markedly  inhibited  the 
in  vitro  synthesis  of  cholesterol  by  rat  liver 
homogenates.   The  racemic  mixture  of  this  compound 
in  a  concentration  of  A  x  lO"'*  M  caused  a  501 
inhibition  of  the  incorporation  of  mevalonate-2- 

C  into  cholesterol.   In  the  presence  of  this 
compound,  mevalonic  acid  was  metabolized  to  5- 
phosphomevalonate,  while  al ly I  pyrophosphates  were 
not  detected,  suggesting  that  the  major  metabolic 
inhibition  occurred  at  the  second  phosphorylation 
step. 


7352      THE  PATTERN  OF  HEPATIC  LESIONS  IN  THE 
RAT  AFTER  SPLENIC  INJECTION  OF  CARBON 
TETRACHLORIDE  OF  VARIABLE  DISPERSION.   (Ger.) 
Jager,  J.  (Carl  Gustav  Carus  Med.  Acad.,  Dresden, 
Germany),  J.  Justus  and  L.  Anders.  Zentralbl. 
Allg.   Pathol.    1 14  (3) :303-308,  1971. 


7353      THE  METABOLISM  OF  CHLORPROMAZ INE  BY 

DEVELOPING  RABBIT  LIVER.   (E.) 
Bhatnagar,  S.  P.  (Food  Res.  Lab.,  Ottawa,  Ontario, 
Canada).  Can.    J.    Physiol.    Pharmacol   49(7): 
649-656,  1971. 


7354      RELATION  OF  THE  VITAMIN  B|2  CONTENT  OF 
THE  LIVER  TO  AGE.   (Ger.)   Kautzsch,  E. 
(Munich  City  Hosp.,  Germany).  Actuel.    Gerontol. 
1  (7):405-408,  1971. 


7355      EFFECTS  OF  ACUTE  AND  CHRONIC  ETHANOL 

ADMINISTRATION  ON  R I BOSOMAL  PROTEIN 
SYNTHESIS  IN  MOUSE  BRAIN  AND  LIVER.   (E.) 
Kuriyama,  K.  (State  U.  New  York  Downstate  Med. 
Ctr.,  Brooklyn),  P.  Y.  Sze  and  G.  E.  Rauscher. 
Life  Sai.    [II]    10(4):181-189,  1971. 


7356      SPECIFICITY  AND  SOME  OTHER  PROPERTIES 

OF  LIVER  SERINE  SULPHYDRASE:   EVIDENCE 
FOR  ITS  IDENTITY  WITH  CYSTATHIONINE  B  SYNTHASE. 
(E.)   Braunstein,  A.  E.  (Inst.  Molec.  Biol., 
Moscow),  E.  V,  Goryachenkova  and  E.  A.  Tolosa. 
Bioahim.    Biophys.    Acta   242 (1 ): 247-260,  1971. 


7357      ACTIVATION  BY  BICARBONATE,  ORTHOPHOSPHATE , 
AND  SULFATE  OF  RAT  LIVER  MICROSOMAL 
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GLUCOSE  DEHYDROGENASE.   (E.)   Home,  R.  N.  (U. 
North  Dakota  Sch.  Med.,  Grand  Forks)  and  R.  C, 
Nordlie.  Bioahim.    Biophys.    Acta   242(0:1-13, 
1971. 


7358 


ROLE  OF  ADENOSINE  CYCLIC  MONOPHOSPHATE 
IN  THE  SYNTHESIS  OF  TYROSINE  AMINO- 
TRANSFERASE IN  NEONATAL  RAT  LIVER.   RELEASE  OF 
ENZYME  FROM  MEMBRANE  BOUND  POLYSOMES  m_  VITRO. 
(E  )   Chuah,  C.  C.  (U.  Western  Australia  Dept. 
Biochem.,  Nedlands)  and  I.  T.  Oliver.  Bioohemistvy 
10(16) :2990-3001,  1971. 


7359 


RAT  LIVER  OMEGA  AMIDASE.   PURIFICATION 
AND  PROPERTIES.   (E.)   Hersh,  L.  B. 

(U.  Texas  Med.  Sch.,  Dallas).  Bioahemistry    10(15) 

288'4-2891,  1971. 


7360  EFFECTS  OF  MONAZOMYCIN  ON  ION  TRANSPORT 
AND  OXIDATIVE  PHOSPHORYLATION  IN  LIVER 

MITOCHONDRIA.   (E.)   Estrada,  0.  S.  (City  U.  Sch. 
Med.,  Mexico  City,  Mexico)  and  C.  Gomez  Lojero. 
Bioahemistry   1 0(9) : 1 598-1603,  1971. 

7361  FACTORS  AFFECTING  THE  ACTIVITY  OF 
OESTRADIOL  HYDROXYLASE  IN  RAT  LIVER 

MICROSOMAL  SUBFRACTIONS .   (E.)   Brown,  B.  J. 
(Queen's  U.  Kingston,  Ontario,  Canada)  and  P.  H. 
Jellinck.  Bioahem.   J.    1  2i»(l )  :91-97  ,  1971. 


7362      INFLUENCE  OF  PARTIAL  HEPATECTOMY  ON  THE 

CONTENT  OF  DNA,  RNA  AND  PROTEIN  IN  THE 
LIVER  OF  RABBITS  WITH  THYROIDINE  TOXICOSIS.   (Rus.) 
Panachin,  E.  F.  (Inst.  Exp.  Endocrinol.,  Moscow) 
and  V.  I.  Kandror.  Biull.    Eksp.    Biol.   Med.    ini)-- 
33-36,  1971. 


7363      EFFECT  OF  DEVELOPMENT  ON  THE  ACTIVITY 

OF  MICROSOMAL  DRUG  METABOLIZING  ENZYMES 
IN  RAT  LIVER.   (E.)   Basu,  T.  K.  (U.  Surrey  Dept. 
Biochem.,  Guildford,  England),  J.  W.  T.  Dickerson 
and  D.  V.  W.  Parke.  Bioahem.    J.    1  2^*  (1 )  :  19-2't, 
1971. 


736'* 


THE  EFFECT  OF  VITAMIN  E  ON  THE  OXIDATION 
STATE  OF  SELENIUM  IN  RAT  LIVER.   (E.) 
Oiplock,  A.  T.  (Roy.  Free  Hosp.  Sch.  Med. ,  London) , 
H.  Baum  and  J.  A.  Lucy.  Bioahem.    J.    123(5): 
721-729,  1971. 

7365  CHANGES  IN  THE  LIVER  MITOCHONDRIAL 
OXIDATION  OF  SUCCINATE  DURING  COLD 

EXPOSURE.   (E.)   Aithal,  H.  N.  (Indian  l.nst.  Sci., 
Bangalore)  and  T.  Ramasarma.  Bioahem.    J.    123(5): 
677-682,  1971. 

7366  BIOCHEMICAL  AND  MORPHOLOGICAL  SEASONAL 
CHANGES  IN  THE  LIVER  OF  Rana  esculenta. 


(Fr.)   Brachet,  J.  (Inst.  Sanit.,  Rome),  E. 

Broch  and  A.  Gaudiano.  Arah.    Biol.    (Liege)    82(1): 

25-'tO,  1971. 

7367      CHANGES  IN  SOME  SERUM  ENZYMES  DURING 

CRAMMING  OF  GEESE  AND  THEIR  CORRELATION 
WITH  THE  WEIGHT  OF  THE  FATTY  LIVER  FINALLY 
OBTAINED.   (Fr.)   Leclercq,  B.  (INRA  Tours  Res. 
Ctr.,  Nouzilly,  France)  and  J.  C.  Blum.  Ann. 
Biol.    Anim.    Bioahim.    Biophys.    11  (2) : 225-231 ,  1971. 


7368      EFFECT  OF  TRYPTOPHAN  ON  POLYRIBOSOMES 
AND  PROTEIN  SYNTHESIS  IN  LIVER.   (E.) 
Sidransky,  H.  (U.  Pittsburgh  Sch.  Med.,  Pa.),  E. 
Verney  and  D.  S.  R.  Sarma.  Am.    J.    Clin.    Nutr. 
2it(7):779-785,  1971. 


7369 


AMINO  ACID  METABOLISM  IN  THE  ISOLATED 
PERFUSED  RAT  LIVER.   (E.)   Kerly,  M. 

(Univ.  Coll.  Dept.  Biochem.,  London)  and  J.  E.  L. 

Spruyt.  J.    Physiol.    (Lond.)    21 6 (1 ) : 1 1 -20 ,  1971. 

7370  SECRETORY  AND  STORAGE  CAPACITY  OF  THE 
LIVER  IN  EXPERIMENTAL  DIABETES.   (Rus.) 

Khokhmut,  K.  Patol.   Fiziol.   Eksp.   Ter.    15(3): 

61-63,  1971. 

7371  ENDOGENOUS  ACYLHYDROLASE  BREAKS  DOWN 
DIGLYCERIDE  IN  5  PHOSPHOL I PASE  C 

TREATED  RAT  LIVER  MICROSOMES.   PRODUCTS  INHIBIT 
GLUCOSE  6  PHOSPHOHYDROLASE.   (E.)   Cater,  B.  R. 
(Roy.  Free  Hosp.  Sch.  Med.,  London)  and  T. 
Hallinan.  FEBS  Lett.    16  (2)  :  1 37-1  ^tO,  1971. 


7372 


EFFECTS  OF  POLYSACCHARIDES  ON  THE 
BIOSYNTHESIS  OF  LIPIDS  IN  ADULT  RATS. 
(E.)   Bhattathiry,  E.  P.  M.  (U.  Malaya  Sch.  Med., 
Kuala  Lumpur).  Far  East  Med.    J.    7(6)  :  187-190, 
1971. 


7373 


ANATOMICAL  BASIS  AND  SURGICAL  PROCEDURE 
FOR  THE  EXTIRPATION  OF  A  FUNCTIONALLY 
INTACT  CHICKEN  LIVER  FOR  PERFUSION  EXPERIMENTS.   , 
(Ger.)   Wissdorf,  H.  (U.  Zurich  Inst.  Vet.  Anat.,1 
Switzerland),  H.  Geyer  and  H  Lutz.  ^^fjl- 
Tierarztl.    Woahensahr.    78(1 3) =365-371 ,  1971. 


737it      GLUCONEOGENESIS  IN  RAT  LIVER  CYTOSOL . 
I.   COMPUTER  ANALYSIS  OF  EXPERIMENTAL 
Achs,  M.  J.  (U.  Pennsylvania  Johnson 
Philadelphia),  J.  H.  Anderson  and 
Comput.    Biomed.    Res.    't(l-2): 


DATA.   (t.) 
Res.  Found. , 
D.  Garfinkel 
65-106,  1971 


7375 


BIOSYNTHESIS  OF  CHOLESTEROL  AND  FATTY 
ACIDS  FROM  1  CI  it  ACETYL  CoA  AND  2  Z]k 

MALONYL  CoA.   (Rus.)   Klimov,  A.  N.  (Inst.  Exp. 

Med.,  Leningrad,  USSR),  0.  K.  Dokusova, 
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L.  A,  Petrova  and  E.  D.  Poliakova.  Biokhimiia 
36(3):'i51-'t55,  1971. 


7376      HI  STONE  SYNTHESIS  AT  DIFFERENT  STAGES 
OF  LIVER  REGENERATION  IN  MICE.   (Rus.) 
Revich,  G.  G.  (2nd  Med.  Inst.,  Moscow),  M.  I. 
Savina  and  A.  I.  Bokhon'ko.  Biokhimiia   36(3): 
'♦97-501,  1971. 


7377       INVESTIGATION  OF  ACTIVITY  AND  THE 

ISOZYME  SPECTRUM  OF  ESTERASES  IN  RAT 
LIVER  DURING  HYDROCORTISONE  ADMINISTRATION.   (Rus. 
Mertvetsov,  N.  P.  (Inst.  Cytol .  Genet.,  Novo- 
sibirsk, USSR)  and  L.  I.  Korochkin.  Biokhimiia 
36(3):522-52i*,  1971. 


7378      DIOL  LIPIDS.   NEUTRAL  DIOL  LIPIDS  FROM 
REGENERATING  RAT  LIVER.   (Rus.)   Vaver, 
V.  A.  (Inst.  Chem.  Natl.  Prod.,  Moscow),  G.  A. 
Popkova,  A.  N.  Ushakov  and  L.  D.  Bergelson. 
Biokhimiia   36 (3) : 623-629,  1971, 


7379      REDUPLICATION  OF  DNA  IN  BINUCLEATED 

CELLS  OF  REGENERATING  LIVER  IN  RATS  AND 
MICE.   (Rus.)   Beliaeva,  I.  D.  (Inst.  Biol.  Chem., 
Moscow).  Biull.    Eksp.    Biol.    Med.    7l(5):99-102 
1971. 


7380      DAILY  VARIATIONS  OF  ANTIOX I  DATING 

ACTIVITY  OF  LIPIDS  AND  DAILY  RHYTHM  OF 
MITOSES  OF  INTACT  MICE  ORGANS.   (Rus.)   Alesenko, 
A.  V.  (Inst.  Chem.  Phys.,  Moscow),  N.  I.  Dubinskaia 
and  E.  B.  Burlakova.  Biofizika   16 (3)  :'t76-it8l 
1971. 


7381       DETERMINATION  OF  CITRATE  IN  RATS  DURING 

STARVATION.   (Rus.)   Sholz,  K.  F. 
(A.  N.  Bakh  Inst.  Biochem.,  Moscow)  and  M.  I. 
Nikolaeva  Romberg.  Biokhimiia   36  (2)  :  2^(9-252 
1971. 


7382      A  NEW  NUCLEOTIDASE  OF  RAT  LIVER  WITH 

ACTIVITY  TOWARD  3'  AND  5'  NUCLEOTIDES. 
(E.)   Fritzson,  P.  (Norsk  Hydro's  Inst.  Cancer 
Res.,  Montebello  Oslo,  Norway)  and  I.  Smith. 
Bioahim.    Biophys.   Aata   235  (l ): 128-1 41  ,  1971. 


7383      THE  SEPARATION  OF  INTRACELLULAR  SERUM 
ALBUMIN  FROM  RAT  LIVER.   (E.)   Judah, 
J.  D.  (Univ.  Coll.  Hosp.  Med.  Sch.,  London)  and 
M.  R.  Nicholls.  Bioohem.    J.    1 23  (it)  :643-648 ,  1971, 


7385 


IN  VIVO. 


Biochem. 
1971. 


7386 


THE  REGULATION  OF  RAT  LIVER  L  ALANINE 
GLYOXYLATE  AMINOTRANSFERASE  BY  GLUCAGON 
(E.)   Snell,  K.  (U.  Birmingham  Dept. 
England).  Bioohem.    J.    1 23(4) :657-659, 


THE  DISTINCT  NATURE  AND  FUNCTION  OF 
NADPH  CYTOCHROME  C  REDUCTASE  AND  THE 
NADPH  DEPENDENT  MIXED  FUNCTION  AMINE  OXIDASE  OF 
PORCINE  LIVER  MICROSOMES.   (E.)   Masters,  B.  S. 
(U,  Texas  Southwest.  Med.  Sch.,  Dallas)  and 
D.  M.  Ziegler.  Arah.    Bioohem.    Biophys.    l45(l): 
358-364,  1971. 


7387      LABELING  OF  RAT  LIVER  GLUCOSE  1  PHOSPHATE, 

GLUCOSE  6  PHOSPHATE,  URIDINE  DIPHOSPHATE 
GLUCOSE,  AND  GLYCOGEN  DURING  GLYCOGEN  SYNTHESIS. 
(E.)   Das,  I.  (Tufts  U.  Sch.  Med.,  Boston,  Mass.), 
H.  G.  Sie  and  W.  H.  Fishman.  Arah.    Bioohem. 
Biophys.    144(2) :715-722,  1971. 


7388      ISOLATION  FROM  RAT  LIVER  OF  ALL 

AMINOACYL  tRNA  SYNTHETASES  BY  CENTRIFUGA- 
TION.   (E.)   Gaels,  J.  (Netherlands  Cancer  Inst., 
Amsterdam),  W.  S.  Bont  and  G.  Rezelman.  Aroh. 
Bioohem.   Biophys.    144 (2) :773-774,  1971. 


7389      RATIOS  OF  PROTEIN  FRACTIONS  TO  DNA  AND 
ELECTROPHORETIC  STUDIES  OF  HI  STONES  OF 
DIPLOID  AND  POLYPLOID  NUCLEI  OF  RAT  LIVER.   (E.) 
Chanda,  S.  K.  (U.  Rochester  Sch.  Med.  Dent., 
N.  Y.)  and  A.  L.  Dounce.  Aroh.    Bioohem.    Biophys. 
145(1):211-219,  1971. 


7390      HISTOCHEMICAL  ANALYSIS  OF  HYPERPLASTIC 

LESIONS  AND  HEPATOMAS  OF  THE  LIVER  OF 
RATS  FED  2-FLUORENYLACETAMIDE.   (E.)   Kitagawa, 
T.  (Cancer  Inst.,  Tokyo).  Gann   62 (3) :207-21 6, 
1971. 


7391       HEPATIC  AND  PANCREATIC  EXCRETION  OF 

THIAMPHENICOL  IN  THE  DOG  AND  MAN. 
(Por.)   Pontes,  J.  F.  (Sao  Paulo  Inst.  Gastro- 
enterol., Brazil)  and  H.  W.  Pinotti.  Arq. 
Gastroenterol.    (Sao  Paulo)    8(2):8l-84,  I97I. 


7392      THE  PREMATURELY  PROMOTED  FORMATIONS  OF 

LIVER  ENZYMES  IN  SUCKLING  RATS.   (E.) 
Greengard,  0.  (Harvard  Med.  Sch.,  Boston,  Mass.) 
and  S.  C.  Jamdar.  Bioahim.    Biophys.    Aata 
237(3) :476-483,  1971. 


7384      BIOSYNTHESIS  OF  RAT  SERUM  ALBUMIN. 

(E.)   Judah,  J.  D.  (Univ.  Coll.  Hosp. 
Med.  Sch.,  London)  and  M.  R.  Nicholls.  Bioohem. 
J.    123(4) :649-655,  1971. 


7393      PATHOLOGIC  CHANGES  IN  THE  ULTRASTRUCTURE 
OF  HEPATOCYTES  IN  THE  AXOLOTL  (AMBYSTOMA 
TIGRINUM  GREEN  UNDER  THE  INFLUENCE  OF  ROENTGEN 
RAYS.   (E.)   Turska,  R.  (Sch.  Agric,  Wroclaw, 
Poland).  Aata  Med.    Pol.    12  (2)  :231 -233,  1971. 
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739/4      THF.  EFFECT  OF  ETHANOL  ON  THE  FATTY  ACID 

COMPOSITION  OF  HEPATIC  MICROSOMES  AND 
INNER  AND  OUTER  MITOCHONDRIAL  MEMBRANES.   (E.) 
French,  S.  W.  (Harbor  Gen.  Hosp.,  Torrance, 
Calif.),  T.  J.  Ihrig  and  G.  P.  Shaw.  Res.    Commun. 
Chem.' Pathol.    Phamaaol.    2  Ct-S) :  567-585,  1971. 


7395      PURIFICATION  AND  CHARACTERIZATION  OF  L 
KYNURENINE  3  HYDROXYLASE  EC  1.1'*.1.2.) 
FROM  RAT  LIVER.   (E.)   Horn,  U.  (U.  Giessen 
Biochem.  Inst.,  Germany),  V.  Ullrich  and  H. 
Staudinger.  Hoppe  Seylers   I.    Physiol.    Chem. 
352(6):837-8'42,  1971. 


7396 


RELATIONSHIP  BETWEEN  CYCLIC  AMP  DEPENDENT 
PROTEIN  KINASE (S)  AND  CYCLIC  AMP  BINDING 

PROTEIN  (S)  IN  RAT  LIVER.   (E.)   Chambaut,  A.  M. 

(Inst.  Molec.  Pathol.,  Paris),  F.  Leray  and  J. 

Hanoune.  PEBS  Lett.    1  5  (5) :  328-33'* ,  1971. 


7397  PURIFICATION  OF  THE  RAT  LIVER  FORM  B 
DNA  DEPENDENT  RNA  POLYMERASES.   (E.) 

Chesterton,  C.  J.  (Roy.  Postgrad.  Med.  Sch., 
London)  and  P.  H.  W.  Butterworth.  PEBS  Lett. 
15(3):181-185,  1971. 

7398  PURIFICATION  OF  RNA  POLYMERASE  B 
ACTIVITY  FROM  RAT  LIVER.   (E.)   Mandel 

J.  L.  (CNRS  Neurochem.  Ctr.  ,  Strasbourg,  France) 
and  P.  Chambon.  PEBS  Lett. 


15(3):175-180,  1971. 
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DEOXYRIBONUCLEOTIDE  PHOSPHATASE  FROM 
RAT  LIVER  AND  CULTURED  MOUSE  FIBROBLASTS. 
(E  )   Magnusson,  G.  (Karolinska  Inst.,  Stockholm, 
Sweden).  Euv.    J.    Bioohem.    20(2) :225-230,  1971. 


7/(00      COMPARATIVE  STARCH  GEL  ELECTROPHORESIS 
OF  LIVER  ESTERASES  FROM  SEVEN  SPECIES. 
(E.)   Mendoza,  C.  E.  (Food  Drug  Directorate, 
Ottawa,  Ontario,  Canada)  and  G.  V.  Hatina.  Comp. 
Bioohem.   Physiol.    39(3B)  :'«83-'t88,  1971. 


7'»01 


THE  STRUCTURE  OF  HEPATIC  L  ARGINASE  OF 
RABBIT.   (Fr.)   Vielle  Breitburd,  F. 

(Gustave  Roussy  Inst.,  Villejuif,  France)  and  G. 

Orth.  C.   R.   Aaad.    Soi.    [D]  (Paris)    272(18): 

2389-2392,  1971. 

71,02      INVESTIGATION  OF  HETEROGENEITY  OF  THE 

LIVER  NUCLEAR  RNA  OF  IRRADIATED  RATS 
EMPLOYING  THE  METHOD  OF  DNA  RNA  HYBRIDIZATION. 
(Rus.)   Saenko,  A.  S.  (Inst.  Med.  Radiol., 
Obninsk,  USSR)  and  I.  A.  Zharkov.  Biokhvnvva 
36(3):5'«5-550,  1971. 


7*403 


THE  5B  STEROID  REDUCTASE  ACTIVITY  FROM 
THE  SOLUBLE  FRACTION  OF  THE  RAT  LIVER. 


(Rus.)   Korsova,  T.  L.  (Inst.  Chem.  Natl.  Prod., 
Moscow)  and  G.  M.  Segal.  Biokhimiia   36(2): 
253-257,  1971. 

■JkOk  SOME  IMMUNOCHEMICAL  PROPERTIES  OF  BEEF 

LIVER  ESTERASE.   (E.)   Bauminger,  S. 
(Brandeis  U.  Grad.  Dept.  Biochem.,  Waltham,  Mass.) 
and  L.  Levine.  Bioahim.    Biophys.   Acta   236(3): 
639-6'46,  1971. 


71*05 


THF  DEVELOPMENT  OF  ADENYL  CYCLASE  IN 
RAT  LIVER,  KIDNEY,  BRAIN  AND  SKELETAL 
MUSCLE.   (E.)   Hommes,  F.  A.  (Univ.  Sch.  Med., 
Groningen,  Netherlands)  and  A.  Beere. 
Biophys.   Acta   237  (2) :296-300,  1971. 


Bioahim, 


7406      IDENTIFICATION  OF  PHOSPHOL I PASE  Al  AND 

A2  IN  THE  SOLUBLE  FRACTION  OF  RAT  LIVER 
LYSOSOMES.   (E.)   Franson,  R.  (Wake  Forest  U. 
Bowman  Gray  Sch.  Med.,  Winston  Salem,  N.  C.  ,  M. 
Waite  and  M.  Lavia.  Biochemistry   10(10) :  19't2-19't6, 
1971. 


71*07      PRIMARY  STRUCTURE  AT  THE  ACTIVE  SITES 

OF  BEEF  AND  RABBIT  LIVER  ALDOLASES. 
(E  )  Ting,  S.  M.  (Albert  Einstein  Coll.  Med., 
Bronx,  N.  Y.),  C.  Y.  Lai  and  B.  L.  Horecker. 
Aroh.    Bioohem.    Biophys.    li)'4(2)  :it76-')84,  1971. 


7l»08      RABBIT  LIVER  p-GLUCURONIOASE.   II. 

IMMUNOLOGICAL  PROPERTIES  AND  EXAMINATION 
OF  SOME  SPECIES  DIFFERENCE.   (E.)   Ohishi,  I. 
(Chugai  Pharm.  Co.  Res.  Labs.,  Tokyo)  and  A 
Shioya.  Jap.    J.    Pharmacol.    21  C*) :551 -556,  1971. 


7'*09 


Ohishi 


RABBIT  LIVER  g-GLUCURONI DASE .   I. 
PURIFICATION  AND  ITS  PROPERTIES.   (E.) 
I.  (Chugai  Pharm.  Co.  Res.  Labs.,  Tokyo) 


and  A.  Shioya. 
1971. 


Jap.   J.   Pharmacol.    21  (*()  :5'»l-550, 


71.10  EXTRACTION,  SEPARATION  AND  IDENTIFICATION 
OF  THE  FREE  NUCLEOTIDES  IN  LIVER  CELLS 

CULTIVATED  IN  VITRO.   (E.)   Pieck,  A.  C.  M.  (U. 
Nijmegen  Chii^.  Cytol .  Lab.,  Netherlands).  Proc. 
Kon.   Akad.    Wet.    [c]    7M3) :  303-310 ,  1971. 

71.11  TRANSFER  RNA  METHYLASES  FROM  RAT  LIVER 
NUCLEI.   (E.)   Kahle,  P.  (Robert  Koch 

Inst.,  Berlin),  P.  Hoppe  Seyler  and  H.  Kroger. 
Biochim.   Biophys.   Acta   2i*0 (3)  :38't-391  .  1971. 

71.12  ENZYMATIC  CONVERSION  OF  LABELED  KETO- 
DIHYDROSPHINGOSINE  TO  KETOSPH INGOS INE 

IN  RAT  LIVER  PARTICULATES.   (E.)   Fujino,  Y. 
(Obihiro  Zootechn.  U.,  Hokkaido,  ^^P^''\^^'l'^   'l' 
Nakano.  Bioahim.    Biophys.   Acta   239U)  :273-//y , 
1971. 
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y'jIS      SERUM  LIPOPROTEIN  ACCUMULATION  IN  THE 
LIVERS  OF  OROTIC  ACID  FED  RATS.   (E.) 
Pottenger,  L.  A.  (U.  Chicago  Dept.  Pathol.,  Ml. 
and  G.  S.  Getz,  J.    Lipid  Res.    \2{k)  •.kSQ-h'i3 , 
1971. 


7422      EFFECT  OF  EFA  DEFICIENCY  ON  LIPID 

TRANSPORT  FROM  LIVER.   (E.)   Fukazawa, 
T.  (U.  Minnesota  Hormel  Inst.,  Austin),  0.  S. 
Privett  and  Y.  Takahashi.  Lipids   6(6):388-393 
1971. 


lh\k  THE  METABOLISM  OF  PHOSPHATIDYL  ETHANOL- 

AMINE  IN  LIVER  AND  OTHER  TISSUES  OF 
INTACT  MICE,   (E.)  Okabe,  H.  (Sapporo  Med.  Coll., 
Japan)  and  T.  Shimojo.  Tohoku  J.    Exp.    Med. 
103(')):A07-'(18,  1971. 


7'tl5      RESPIRATORY  METABOLISM  OF  LIVER  SLICES 

AND  SUCCINOXIDASE  ACTIVITY  OF  MITO- 
CHONDRIA ISOLATED  FROM  THE  LIVER  AFTER  PARTIAL 
HEPATECTOMY  IN  YOUNG  AND  OLD  RATS.   (E.)   Simek, 
J.,  J.  Sediacek  and  K.  Lejsek.  SB.    Ved.    Prao. 
Lek.   Fak.   Karlovy  Univ.    1 3('4)  :33I-338,  1970. 

7^16      DEMONSTRATION  OF  PEPTIDYL  PEPTIDE 

HYDROGENASE  ACTIVITY  IN  GALACTOSAM I NE- 
DAMAGED  LIVER  OF  RAT  IN  RELATION  TO  AGE  OF  THE 
ANIMAL.   (Ger.)   Piatt,  D.  (Justus  Liebig  U.  Med. 
Clin.,  Giessen,  Germany)  and  H.  Scheld.   Z. 
Gerontol,    if  (3) :  1  3't-l 'tO,  1971. 


7't23      THE  EFFECTS  OF  BUTYRIC  ACID  DERIVATIVES 

ON  MEMBRANE  BOUND  AND  SOLUBLE  HYDROXY- 
METHYLGLUTARYL  COENZYME  A  REDUCTASE  OF  RAT  LIVER. 
(E.)   Gaiti,  A.  (U.  Pavia  Dept.  Biochem. ,  Italy), 
R.  Nessi  and  M.  L.  Speranza.  Arah.    Int.    Physiol. 
Bioohim.    79(3):555-563,  1971. 


7't24      STUDIES  OF  DIFFERENTIAL  TURNOVER  OF 

PALMITOYL  AND  STEAROYL  SPECIES  OF 
GLYCEROPHOSPHATIDES  USING  LABELED  UNSATURATED 
ACIDS.   (E.)   Holub,  B.  J.  (U.  Toronto  Dept. 
Biochem.,  Ontario,  Canada),  W.  C.  Breckenridge 
and  A.  Kuksis.  Lipids   6(5) :307-313,  1971. 


7'»25      PSEUDOCHOLINESTERASE  ACTIVITY  IN  LIVER 

TRANSPLANTATION.   (E.)   Evans,  D.  B. 
(Addenbrooke's  Hosp.,  Cambridge,  England)  and  H. 
Lehmann.  Lanaet   1  (7708) :  lOifO- 1044,  1971. 


7417 


THE  ACYL  DIHYDROXYACETONE  PHOSPHATE 


PATHWAY  FOR  GLYCEROL  IP  ID  BIOSYNTHESIS 
IN  MOUSE  LIVER  AND  EHRLICH  ASCITES  TUMOR  CELLS. 
(E.)   Agranoff,  B.  W.  (U.  Michigan  Dept.  Biol. 

Chem. ,  Ann  Arbor)  and  A.  K.  Hajra.  Proa.    Natl. 

Aaad.   Soi.    USA   68 (2) :4l 1 -41 5 ,  1971. 


7426      RESPONSE  OF  SEVERAL  HEPATIC  ADAPTIVE 

ENZYMES  TO  A  SHIFT  FROM  LOW  TO  HIGH 
PROTEIN  DIET  IN  INTACT  AND  ADRENALECTOM IZED  RATS. 
(E.)   Reynolds,  R.  D.  (U.  Wisconsin  Med.  Ctr. , 
Madison),  V.  R.  Potter  and  H.  C.  Pi  tot.  J.    Nutr. 
101(6):797-802,  1971. 


7418      PHYLOGENETIC  study  OF  ORGANIC  ANION 
TRANSFER  FROM  PLASMA  INTO  THE  LIVER. 
(E.)   Levine,  R.  I.  (Albert  Einstein  Coll.  Med., 
Bronx,  N.  Y.),  H.  Reyes  and  A.  J.  Levi.  Nature 
[New  Biol.]    (Land.)    231 (26) :277-279,  1971. 


7427      EFFECT  OF  DIETARY  PROTEIN  AND  AMINO  ACIDS 

IN  A  CHOLINE  DEFICIENT  DIET  ON  LIPID 
ACCUMULATION  IN  RAT  LIVER.   (E.)   Aoyama ,  Y. 
(Nagoya  U.  Dept.  Agric.  Chem.,  Japan),  H.  Yasui 
and  K.  Ashida.  J.    Nutr.    101 (6) :739-746 ,  1971. 


7419      ACTIVATION  OF  G  GLUTAMYL  TRANSPEPTIDASE 
IN  RAT  LIVER  BY  TOXIC  DOSES  OF  DIMETHYL- 
NITROSAMINE.   (E.)   Fiala,  S.  (U.  Southern 
California  Dept.  Biochem.,  Los  Angeles)  and  E.  S. 
Fiala.  Naturuissensahaften   58(6): 330,  1971. 


7420      STUDIES  ON  THE  ROLE  OF  PHOSPHOLIPIDS 

IN  THE  TRIGLYCERIDE  CYCLE:   III. 
LIVER  AND  PLASMA  PHOSPHOLIPID  EXCHANGE  IN  DE- 
PANCREATIZED  DOGS.   (E.)   Olmsted,  C.  A. 
(Louisiana  St.ate  U.  Dept.  Biol.  Sci.,  New  Orleans) 
Lip-ids  6(6) : 394-400,  1971. 


7421      THE  EFFECT  OF  PROLONGED  FASTING  AND  OF 

GLUCOSE  REFEEDING  ON  RAT  SERUM  AND 
LIVER  LIPID  LEVELS.   (E.)   Kerpel,  S.  (McGill  U. 
Dept.  Biochem.,  Montreal,  Quebec,  Canada),  B. 
Rubenstein  and  D.  Rubinstein.  Lipids   6 (5) : 332-340 , 


7428      CARBOHYDRATE  METABOLISM  IN  RATS  FED 

CARBOHYDRATE  FREE  DIETS.   (E.) 
Goldberg,  A.  (Hebrew  U.  Hadassah  Med.  Sch., 
Jerusalem).  J.    Nutr.    101  (6) :693-698,  1971. 


7429 


IN  VITRO  AND  IN  VIVO  RESTORATION  OF 


HEPATIC  LIPOGENESIS  IN  FASTED  CHICKS. 
(E.)   Yeh,  Y.  Y.  (U.  Illinois  Dept.  Anim.  Sci., 
Urbane,  Champaign)  and  G.  A.  Level  lie.  J.    Nutr. 
101(6):803-8lO,  1971. 


7430      ENZYMIC  FORMATION  OF  ESTERS  OF  METHYL 

STEROL  PRECURSORS  OF  CHOLESTEROL. 
(E.)   Brady,  D.  R.  (Cornell  U.  Sect.  Biochem., 
Ithaca,  N.  Y.)  and  J.  L.  Gaylor.  J.    Lipid  Res. 
12(3):270-276,  1971. 


7431      ETHANOL  METABOLISM  IN  VARIOUS  RACIAL 
GROUPS.   (E.)   Fenna,  D.  (U.  Alberta 
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Dept.  Med.,  Edmonton,  Canada),  0.  Schaefer  and 
J.  A.  L.  Gilbert.  Can.  Med.  Assoa.  J.  105(5): 
hll-hlS,    1971. 

71(32      INTERACTION  OF  BEEF  LIVER  LIPASE  WITH 

MIXED  MICELLES  OF  TRIPALMITIN  AND 
TRITON  X  100.   (E.)   Kaplan,  A.  (St.  Louis  U. 
Med.  Sch.,  J^o.)  and  M.  H.  Teng.  J.    Lipid  Res. 
12(3):32't-330,  1971. 

7l»33      STUDIES  ON  RAT  LIVER  PHENYLALANYL 

TRANSFER  RIBONUCLEIC  ACID  SYNTHETASE. 
I.   PURIFICATION,  STABILIZATION,  AND  COMPLEX 
FORMATION.   (E.)   Lanks ,  K.  W.  (Inst.  Cancer 
Res.,  New  York,  N.  Y.),  J.  Sciscenti,  I.  B. 
Weinstein  and  C.  R.  Cantor.  J.    Biol.    Chem. 
2A6(ll):3't9't-3't99,  1971. 

IhlU  THE  BIOSYNTHESIS  OF  RAT  SERUM  ALBUMIN. 

V.   EFFECT  OF  PROTEIN  DEPLETION  AND 
REFEEDING  ON  ALBUMIN  AND  TRANSFERRIN  SYNTHESIS. 
(E.)   Morgan,  E.  H.  (Mary  Imogene  Bassett  Hosp., 
Cooperstown,  N.  Y.)  and  T.  Peters,  Jr.  J.    Biol. 
Chem.    2i»6(11):3500-3507,  1971. 

7/»35      INTRACELLULAR  ASPECTS  OF  TRANSFERRIN 

SYNTHESIS  AND  SECRETION  IN  THE  RAT. 
(E.)   Morgan,  E.  H.  (Mary  Imogene  Bassett  Hosp., 
Cooperstown,  N.  Y.)  and  T-.  Peters,  Jr.  J.    Biol. 
Chem.    2't6  (11): 3508-3511,  1971. 

7i»36      THE  DEHYDROGENATION  OF  1-INDANOL  BY  A 

SOLUBLE  OXIDOREDUCTASE  FROM  BOVINE 
LIVER.   (E.)   Billings,  R.  E.  (Lilly  Res.  Lab., 
Indianapolis,  Ind.),  H.  R.  Sullivan  and  R.  E. 
McMahon.  J.    Biol.    Chem.    246 (1 1 )  : 351 2-351 7 ,  1971, 


71)37      RAT  LIVER  PYRUVATE  CARBOXYLASE.   I. 
PREPARATION,  PROPERTIES,  AND  CATION 
SPECIFICITY.   (E.)   McClure,  W.  R.  (U.  Wisconsin 
Dept.  Biochem.,  Madison),  H.  A.  Lardy  and  H.  P. 
Kneifel.  J.    Biol.    Chem.    2i»6  (1 1 )  :3569-3578,  1971. 


jkkO  RAT  LIVER  PYRUVATE  CARBOXYLASE.   IV. 

FACTORS  AFFECTING  THE  REGULATION  J N  VIVO. 
(E.)   McClure,  W.  R.  (U.  Wisconsin  Dept.  Biochem., 
Madison,  Wis.)  and  H.  A.  Lardy.  J.    Biol.    Chem. 
2it6(ll):3591-3596,  1971. 


Ikk^ 


ROLE  OF  CYCLIC  ADENOSINE  3', 5'  MONO- 
PHOSPHATE IN  THE  INDUCTION  OF  HEPATIC 
ENZYMES.   II.   EFFECT  OF  N^O,'  DIBUTYRYL  CYCLIC 
ADENOSINE  3', 5'  MONOPHOSPHATE  ON  THE  KINETICS  OF 
RIBONUCLEIC  ACID  SYNTHESIS  IN  PURIFIED  RAT  LIVER 
NUCLEI.   (E.)   Jost,  J.  P.  (Natl.  Jewish  Hosp., 
Denver,  Colo.)  and  M.  K.  Sahib.  J.    Biol.    Chem. 
21(6(6)  :1623-1629,  1971. 


7l»l»2      EFFECT  OF  GROWTH  HORMONE  UPON  THE  RNA 

POLYMERASE  AND  DEOXYTHYMID INE  KINASE 
ACTIVITIES  OF  REGENERATING  LIVER  IN  HYPOPHYSECTO- 
HIZED  RATS.   (E.)   Akamatsu,  N.  (Univ.  Sch.  Med., 
Chiba,  Japan),  T.  Kamiya  and  R.  Maeda.  J.    Bio- 
chem.   (Tokyo)   69(6):1091-1095,  1971. 

7i4l*3      THE  TEMPLATE  ACTIVITIES  OF  NUCLEAR 

RNAs  FROM  RAT  LIVER,  REGENERATING  LIVER 
AND  HEPATOMA  AH-130  CELLS.   (E.)   Amano,  M. 
(Natl.  Cancer  Ctr.  Res.  Inst.,  Tokyo)  and  T. 
Akino.  J.    Bioohem.    (Tokyo)    69 C*) :671 -676 , ' 1971 . 

7ltl»l4      HORMONAL  AND  DIETARY  CONTROL  OF  ENZYMES 

IN  THE  RAT.   III.   THE  REGULATION  OF 
LIVER  SERINE  DEHYDRATASE  AND  ORNITHINE  D  AMINO- 
TRANSFERASE IN  HYPOPHYSECTOMIZED  PANCREATECTOMIZED 
RATS.   (E.)   Nakajima,  K.  (Osaka  U.  Inst.  Protein 
Res.,  Japan)  and  E.  Ishikawa.  J.    Bioohem. 
(Tokyo)   69(5):829-037,  1971. 


7I4I15      SHORT  PERIOD  RHYTHMS  OF  LIVER  GLYCOGEN 
CONTENT.   (E.)   Mizell,  S.  (Indiana  U. 
Dept.  Anat.,  Bloomi ngton) ,  H.  Moskow,  S.  Warren 
and  T.  A.  Wlllingham,  III.  Comp.    Bzoahem. 
Physiol.    39(2A):219-226,  1971. 


71(38      RAT  LIVER  PYRUVATE  CARBOXYLASE.   11. 

KINETIC  STUDIES  OF  THE  FORWARD  REACTION. 
(E.)   McClure,  W.  R.  (U.  Wisconsin  Dept.  Biochem., 
Madison),  H.  A.  Lardy,  M.  Wagner  and  W.  W. 
Cleland.  J.    Biol.    Chem.    2i(6 (l  1 ): 3579-3583,  1971. 


71(1,6      FACTORS  REGULATING  THYMIDINE  KINASE  IN 

REGENERATING  LIVER.   (E.)   Fukui , _N. 
(Univ.  Sch.  Med.,  Chiba  City,  Japan).  J.    Bioohem. 
(Tokyo)   69(6):1075-1082,  1971. 


71*39      RAT  LIVER  PYRUVATE  CARBOXYLASE.   III. 

ISOTOPIC  EXCHANGE  STUDIES  OF  THE  FIRST 
PARTIAL  REACTION.   (E.)   McClure,  W.  R.  (U, 
Wisconsin  Dept.  Biochem.,  Madison),  H.  A.  Lardy 
and  W.  W.  Cleland.  J.    Biol.    Chem.    2't6(l1): 
358'«-3590,  1971. 


71(1(7      COLD  ADAPTATION.   I.   EFFECT  OF  COLD 

EXPOSURE  ON  GLUCONEOGENESIS.   (E.) 
Nakagawa,  H.  (Osaka  U.  Inst.  Protein  Res.,  Japan) 
and  K.  Nagai.  J.    Bioohem.    (Tokyo)   69  (5)  :923-93'» , 
1971. 


See  also  numbers:  7209,  7258,  7'»90,  7826,  7973,  7978 
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y'tAS      VITAMIN  D3  BINDING  PROTEIN  IN  RAT 

INTESTINAL  MUCOSA.   (E.)   Oku,  T.  (U. 
Tokyo  Fac.  Med.),  S.  Moriuchi  and  N.  Hosoya.  J. 
Vitaminol.    (Kyoto)    17(2): 81 -88,  I971. 

Fractionation  of  the  small  intestinal  mucosa  of 
Sprague-Dawley  rats  has  revealed  the  presence  of 
vitamin  D3  binding  protein  in  both  the  cytoplasm 
and  nucleus  with  sedimentation  constants  of  13  S 
and  10  S,  resp.   The  cytoplasmic  fraction  con- 
tained little  DNA,  while  the  nuclear  fraction 
contained  DNA  and  little  RNA.   The  2  fractions 
could  be  well  differentiated  by  polyacrylamide 
gel  disc  electrophoresis.   The  binding  of  vitamin 
D3  by  both  fractions  was  not  affected  with  equal 
amounts  of  cholesterol,  7-dehydrocholesterol , 
testosterone  or  1 7-6-est radiol .   The  transport 
of  vitamin  D3  from  the  cytoplasm  into  the  nucleus 
occurred  at  37°C,  but  was  not  observed  at  2°C. 

IhkS  EFFECT  OF  X- I RRAD I ATION  OF  THE  EXTERIOR- 

IZED JEJUNAL  LOOP  ON  THE  MORPHOLOGY  AND 
5-HYDROXYTRYPTAMINE  CONTENT  OF  THE  ENTERO- 
CHROMAFFIN  CELLS  IN  THE  MOUSE.   (E.)   Penttila, 
A.  (U.  Helsinki  Dept.  Forensic  Med.)  and  M. 
Kormano.  Strdhlentherapie    1 42  (2) :238-2A7,  1971. 

The  local  effects  of  X-rays  (1000  and  3000  r)  on 
the  enterochromaff in  system  was  studied  in  mice 
with  exteriorized  jejunal  loops  using  electron 
microscopy.   Whereas  1000  r  had  no  effect  on  the 
5-hydroxytryptamine  (5-HT)  content  of  the  jejunal 
loop  8  days  after  irradiation,  a  significant 
reduction  of  5-HT  content  was  noted  h   days  after 
exposure  to  3000  r.   By  ^4  days  after  irradiation 
with  3000  r,  most  of  the  enterochromaff i n  cells 
(EC)  had  disappeared  leaving  only  fragmentary 
fluorescent  particles  in  the  totally  necrotic 
jejunal  epithelium.   The  specific  enterochromaff in 
granules  of  the  EC  were  apparently  resistant  to 
either  dose  of  irradiation.   However,  3000  r 
caused  destruction  of  several  granules  which 
resulted  in  fragments  with  halo  formation.   The 
degree  of  damage  to  the  enterochromaff i n  granules 
varied  greatly  within  and  between  EC's.   Thus, 
the  EC's  seemingly  show  the  high  resistance  to  X- 
irradiation  characteristic  of  highly  differentiated 
postmitotic  cells,  the  granules  being  the  most 
radioresistant  cellular  structures. 


IhSO  SYNTHESIS  AND  SECRETION  OF  LOCAL 

IMMUNOGLOBULIN  BY  THE  INTESTINAL  TRACT 
OF  NEWBORN  RABBITS.   (E.)   Smith,  J.  W.  (VA  Hosp. , 
Dallas,  Tex.),  W.  L.  Hand  and  J.  P.  Sanford.  J 
Infect.    Vis.    1  2^4  (5)  :49it-i498  ,  I97I. 

The  relation  between  the  acquisition  of  a  specific 
microorganism  (Escherichia  col i  075)  in  the 
intestinal  lumen  and  the  immunoglobulin  (ig) 
response  in  the  intestinal  tract  as  well  as  the 
synthesis,  localization  and  secretion  of  Ig  into 
the  intestinal  lumen  was  studied  in  newborn 


rabbits.   Following  a  transient  2  week  colonization 
by  E_.  col  i  ,  13  of  I't  animals  showed  IgA  present 
in  luminal  contents  by  Immunoelectrophoresis. 
Although  IgG  was  present  in  serum  from  all  animals, 
no  IgG  was  found  in  any  luminal  samples.   Activity 
of  antibody  was  found  in  only  2  of  these  animals, 
the  titer  was  1:4,  and  the  antibody  was  susceptible 
to  2-mercaptoethanol .   Lymphocytes  were  found  in 
the  lamina  propria  of  all  animals  studied,  and 
were  concentrated  near  the  mucosal  surface. 
Fluorescent  microscopy  of  intestinal  tissue 
showed  few  cells  fluorescing  with  flourescein 
isothiocyanate  (FITC)  conjugates  of  IgA,  IgG, 
and  IgM.   Most  cells  were  IgA-conta i ning  cells. 
Few  IgG-containing  cells  were  found  and  were 
located  near  the  muscularis  mucosae,  while  the 
smaller  amounts  of  IgM-contai ni ng  cells  were 
located  near  the  mucosa.   Synthesis  of  Ig  by  the 
intestinal  tract  of  animals  transiently  colonized 
with  E_.  col  i  was  not  greater  than  the  noninfected 
controls  and  each  Ig  synthesized  was  less  than 
S%   of  total  protein.   IgG  synthesis  was  slightly 
greater  than  IgA  while  no  change  in  synthesis  of 
IgG  or  IgA  was  found  throughout  the  study.   The 
majority  of  IgA  synthesized  was  secretory  IgA. 
No  specific  antibody  to  E_.  col  i  075  was  detected 
in  fractions  of  IgG  or  IgA.   Intestinal  clearance 
of  E_.  col  i  does  not  seem  to  be  related  to  the 
production  of  antibody  and  IgA  is  seemingly 
secreted  more  efficiently  than  IgG  across  the 
intestinal  mucosa. 


7451      FRACTIONATION  AND  CHARACTERIZATION  OF 

6-GALACTOSIDASES  FROM  HOG  SMALL 
INTESTINE.   (E.)   Sato,  M.  (Kyoto  U.  Fac.  Pharm. 
Sci.,  Japan)  and  I.  Yamashina.  J.    Bioohem. 
(Tokyo)   70('t):683-692,  197I. 

Beta-galactosidases  were  extracted  from  acetone 
powder  of  hog  small  intestine  and  fractionated 
using  hydroxyl apat i te  chromatography  and  gel 
filtration.   Three  types  of  beta-galactos idase , 
with  different  substrate  specificities,  were 
found.   One  of  them  was  classified  as  a  hetero 
beta-galactosidase  and  the  other  2  as  lactase. 
The  hetero  beta-galactosidase  was  separated  into 
numerous  forms.   One  of  the  lactases  appeared  to 
be  similar  to  the  previously  described  lactase-! 
from  human  intestine  in  its  substrate  specificity, 
insensitivity  to  0.1  mM  p-chloromercuri benzoate, 
pH  optimum  (5. 5-6.0)  and  behavior  on  gel  filtra- 
tion.  This  lactase  may  be  of  membranal  origin 
and  localized  in  microvilli;  it  functions  mainly 
in  the  digestion  of  exogenous  lactose.   The 
other  lactase  is  unique  in  that  it  is  the  only 
enzyme  among  the  beta-galactosidases  from  hog 
intestine  which  liberates  galactose  from  sialic 
acid-free  aj-acid  glycoprotein  or  its  glyco- 
peptides,  in  which  most  galactose  units  are 
linked  by  S  type  linkages  and  are  located  in  the 
non-reducing  termini  of  the  sialic  acid-free 
carbohydrate  moieties.   This  lactase  may  be  of 
lysosomal  origin. 
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71452      GLYCOLYTIC  AND  PENTOSE  PHOSPHATE  PATH- 
WAY ENZYMES  IN  JEJUNAL  MUCOSA,  ADAPTIVE 
RESPONSES  TO  ALLOXAN-DI ABETES  AND  FASTING  IN  THE 
RAT.   (E.)   Tyrrell,  J.  B.  (VA  Hosp.,  San  Francisco, 
Calif.)  and  J.  W.  Anderson.  Endocrinology   89(5): 
1178-1185,  1971. 

Alloxan  diabetes  caused  increases  in  jejunal 
glucose-6-phosphate  dehydrogenase,  6-phospho- 
gluconate  dehydrogenase,  malate  dehydrogenase  and 
supernatant  hexokinase  activities.   However   _ 
activities  of  these  enzymes  were  all  reduced  in 
response  to  a  72-hr  fast.   Both  alloxan  diabetes 
and  fasting  caused  significant  reductions  in  the 
activity  of  the  above  enzymes  in  liver,  with  the 
greatest  reductions  occurring  in  glucokinase  and 
malic  enzyme  activities.   Pair  feeding  or  a  Zij-hr 
fast  reduced  the  increased  mucosal  weight  of 
diabetic  rats  to  that  of  control  animals,  but 
jejunal  enzyme  activity  remained  similar  to 
control  values,  suggesting  that  hyperphagia  and 
mucosal  hypertrophy  are  not  the  sole  causes  of 
the  elevated  enzyme  activity  in  the  diabetic 
jejunum.   Glucose  and  amino  acid  absorption  are 
increased  in  the  diabetic  intestine;  this  increased 
transport  function  and  mucosal  energy  requirement 
may  result  in  maintenance  of  normal  or  increased 
activity  of  the  glycolytic  and  NADPH-generat ing 
pathways. 


7^453      ETHANOL  STIMULATES  TRIGLYCERIDE 

SYNTHESIS  BY  THE  INTESTINE.   (E.) 
Carter,  E.  A.  (Harvard  Med.  Sch.,  Boston,  Mass.), 
G  D.  Drummey  and  K.  J.  Isselbacher.  Soienoe 
17l»(A015):12'45-12'»7,  1971. 

Intestinal  tissue  from  rats  treated  iri  vivo  with 
either  a  single  acute  dose  of  ethanol  (7.5  g/kg) 
or  chronically  with  ethanol  for  28  days  showed  a 
significant  increase  in  (l-l'*C)palmi tate  incor- 
poration into  triglyceride.  This  was  associated 
with  a  pronounced  stimulation  of  the  microsomal 
system  involved  in  esteri f icat ion  of  palmitate. 
Direct  addition  of  2.6%  ethanol,  an  amount  com- 
parable to  that  found  in  the  intestinal  lumen  of 
social  drinkers,  to  untreated,  normal  intestinal 
slices  also  produced  an  increase  in  the  esterifica- 
tion  of  labeled  palmitate.   Pyrazole,  an  inhibitor 
of  alcohol  metabolism,  when  administered  _m  vj_vo 
or  in  vitro,  decreased  but  did  not  abolish  the 
stiSIITlit^  effect  of  ethanol  on  microsomal  fatty 
acid  esterification.  As  has  been  previously 
suggested,  increased  lymph'lipids  secondary  to 
alcohol  intake  may  contribute  to  alcohol  hyper- 
lipemia and  alcohol  induced  fatty  liver. 


7l»5l)      INCREASED  TURNOVER  OF  INTESTINAL  MUCOSAL 

CELLS  OF  GERMFREE  MICE  INDUCED  BY 
CHOLIC  ACID.   (E.)   Ranken,  R.  (U.  Notre  Dame 
Lobund  Lab.,  Ind.),  R.  Wilson  and  P.  M.  Belamear. 
Proa.    Soo.    Exp.    Biol.    Med.    1 38(1 ): 270-272,  1971. 

The  role  of  bile  acids  in  regulating  the  turnover 
of  intestinal  mucosal  cells  was  studied  in 


germfree  mice  fed  various  bile  acids.   In  animals 
receiving  taurocholic  acid  and  in  the  control 
group,  the  greatest  number  of  radioacti vely 
labeled  cells  appeared  in  the  villi  I  or  k   days 
after  the  mice  received  tritiated  thymidine.   All 
labeled  cells  had  disappeared  from  the  villi  m 
these  2  groups  at  7  days.   In  the  group  given 
cholic  acid  the  labeled  cells  reached  their 
greatest  number  on  the  villi  on  the  second  day 
and  were  all  gone  by  the  fifth  day.  The  calculated 
transit  time  from  the  crypt  to  the  extrusion 
from  the  tip  of  the  villus  was  '♦.'♦  days  in  con- 
trols and  animals  fed  diets  supplemented  with 
taurocholic  acid.   For  those  mice  receiving 
cholic  acid,  the  total  transit  time  was  2.1  days, 
which  corresponds  to  the  turnover  time  in  con- 
ventional mice.   Thus,  cholic  acid  seems  to 
exert  a  regulatory  effect  on  intestinal  mucosal 
cell  turnover. 

71455      TEMPERATURE  INDUCED  CHANGES  IN  SODIUM 

TRANSPORT  AND  Na+/K+  ADENOSINE  TRI- 
PHOSPHATASE ACTIVITY  IN  THE  INTESTINE  OF  GOLDFISH 
(CARASSIUS  AURATUS  L.).   (E.)   Smith,  M.  W.  (ARC 
Inst.  Anim.  Physiol.,  Cambridge,  England)  and 
J.  C.  El  lory.  Comp.    Bioahem.    Fhysiol.    39UA;. 
209-218,  1971. 

7I456      THE  MICROFLORA  OF  THE  ALIMENTARY  TRACT 
FOLLOWING  EXPERIMENTAL  TRANSPLANTATION 
OF  THE  SMALL  INTESTINE.   (Rus.)   Kirpatovski, 
I.  D.,  V.  V.  Khazanova  and  V.  S.  Chupiatova. 
Eksp.'Khir.   Anestesiol.    l6(3):15-20,  1971. 


7i,57      COMPARATIVE  STUDY  OF  INTESTINAL 

DISACCHARIDASES  IN  THAI  AND  EUROPEAN 
SUBJECTS.   (E.)   Rotthauwe,  H.  W.  (Univ.  Pediatr. 
Clin.,  Bonn,  Germany),  D.  Emons  and  M.  Kaeoplung. 
Klin.    Woohensahr.    ^9(8)  :503-50't,  1971. 


7i458      RNA  METABOLISM  IN  RAT  INTESTINAL  MUCOSA 
OF  NORMAL  AND  VITAMIN  A  DEFICIENT  RATS. 
(E  )   De  Luca,  L.  (Massachusetts  Inst.  Technol . , 
Cambridge),  H.  K.  Kleinman   E.  P-  ^'ttle  a_nd  G. 
Wolf.  Arch.    Bioahem.    B%ophys.    \'\bK\)-ii^   Hi' 
1971. 

71,59      INTESTINAL  GLYCOPROTEINS  OF  GERMFREE 

RATS.   CHEMICAL  COMPOSITION  OF  INTESTIN/ 
AND  FECAL  MUCUS  FROM  GERMFREE  RATS  FED  A  CHEMICALI 
DEFINED  DIET.   (E.)   Wold,  J.  K.  (U.  Oslo  Inst. 
Pharmacol.,  Norway),  R.  Khan  and  T.  Midtvedt. 
Aata  Pathol.   Microbiol.   Scand.    [b]   79 Ct) =525-530, 
1971. 

7/460      NUTRITIONAL  RESPONSE  TO  FEEDING  L 

PHENYLLACTIC,  SHIKIMIC  AND  D  QUINIC 
ACIDS  IN  WEANLING  RATS.   (E.)   Seifter,  E. 
(Albert  Einstein  Coll.  Med.,  ^ronx,  N.  Y  )   G. 
Rettura  and  D.  Reissman.  J.    Nutr.    101  (6)  :7'»7-75'. 
1971. 
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y'iS]  COPPER  CONTENT  OF  HUMAN  ALIMENTARY 

SECRETIONS.  (E.)  Gollan,  J.  L.  (Royal 
Adelaide  Hosp.  ,  Australia),  P.  S.  Davis  and  D.  J. 
Deller.  Clin.    Bioahem.    h{\):h2-kh,    1971. 


CHOLESTEROL  LEVELS.   (E.)   Fuller,  R.  (Natl.  Inst. 
Res.  Dairy,  Shinfield,  Reading,  England)  and 
J.  H.  Moore.  Lab.    Anim.    5(0:25-30,  1971. 


7't62      FIBRINOLYTIC  AND  PROTEOLYTIC  ACTIVITY 

IN  THE  RAT.   H I STOCHEMICAL  LOCALIZATION 
IN  SALIVARY  GLANDS,  PANCREAS,  AND  LIVER.   (E.) 
Myhre  Jensen,  0.  (James  F.  Mitchell  Found.  Inst. 
Med.  Res.,  Washington,  D.  C),  B.  A.  Baetz  and  T. 
Astrup.  Arah.    Pathol.    91  (6) :515-522,  1971. 


7'»67      THE  EFFECT  OF  RHYTHMIC  MECHANICAL 

VIBRANT  STIMULATION  OF  THE  GALLBLADDER 
ON  THE  BIOELECTRIC  ACTIVITY  OF  SKELETAL  MUSCLES. 
(Rus.)   Shchezhin,  V.  A.  (Inst.  Sanit.  Med. 
Hygiene,  Leningrad,  USSR).  Fiziol.    Zh.    SSSR 
57(7):982-987.  1971. 


7'»63      RESPONSE  OF  RAT  GASTROINTESTINAL  TRACT 
PENTOSE  CYCLE  DEHYDROGENASE  SYSTEMS  TO 
WHOLE-BODY  IONIZING  IRRADIATION.   (E.)   Kivy- 
Rosenberg,  E.  (Jersey  City  State  Coll.,  N.  J,). 
Int.   J.   Radiat.    Biol.    20(4)  .•315-32'*,  197). 


7468      FOUR  HOURS  PRESERVATION  OF  PORCINE 

LIVER  BY  SIMPLE  HYPOTHERMIA.   TRANS- 
PLANTATION AND  BIOCHEMICAL  RESULTS.   (Ger.)   Lie, 
T.  S.  (Univ.  Surg.  Clin.,  Bonn,  Germany),  E. 
Struck  and  H.  U.  Homoth.   Z.  Gesamte  Exp.   Med. 
155(3):211-224,  1971. 


7464      ULTRASTRUCTURAL  AUTORADIOGRAPHY  FOR 

ELUCIDATION  OF  THE  METABOLISM  OF  THE 
BIOGENIC  AMINES  IN  THE  GASTROINTESTINAL  TRACT  AND 
IN  OTHER  ORGANS.   (Ger.)   Forssmann,  W.  G.  (U. 
Heidelberg  Inst.  Anat.,  Germany),  P.  Wacker  and 
J.  Daldrup.  Verh.    Anat.    Ges.    (Jena)   65:19-29 
1971. 


7465      BLOOD  LIPIDS  IN  NORMALS.   (E.)   Leren, 
P.  (Univ.  Med.  Sch.,  Oslo,  Norway)  and 
0.  Haabrekke.  Acta  Med.    Saand.    189 (6) :501 -504, 
1971. 


7466      THE  EFFECT  ON  RABBIT  INTESTINAL  MICRO- 
FLORA OF  DIETS  WHICH  INFLUENCE  SERUM 


7469      -REGIONAL  DIFFERENCES  IN  PLEURAL  AND 

ESOPHAGEAL  PRESSURES  IN  HEAD  UP  AND 

HEAD  DOWN  POSITIONS.   (E.)   Coulam,  C.  M.  (Mayo 

Clin.,  Rochester,  Minn.)  and  E.  H.  Wood.  J. 
Appl.   Physiol.    31  (2)  :277-287,  1971. 


7470       bFFECT  OF  DURATION  OF  STIMULUS  ON  IODIDE 

CONCENTRATION  IN  HUMAN  PAROTID  SALIVA. 
(E.)   Stephen,  K.  W.  (Western  Infirm.,  Glasgow, 
Scotland),  R.  M.  Harden  and  D.  K.  Mason.  Arah. 
Oral  Biol.    16 (6) : 581 -586,  1971. 


7471       THE  EFFECTS  OF  CASTRATION  ON  THE  ULTRA- 
STRUCTURE  AND  THE  IODIDE  CONCENTRATING 
ABILITY  OF  MOUSE  SUBMAXILLARY  SALIVARY  GLANDS. 
(E.)   Rogers,  A.  W.  (MRC  Neuroendocr i nol .  Unit, 
Oxford,  England)  and  K.  Brown  Grant.  J.    Anat. 
109(1):51-62,  1971. 


See  also  numbers:   7203,  7204,  7647,  7655,  7658 
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7I472      INFLUENCE  OF  PROLONGED  STIMULATION  ON 

THE  COMPOSITION  OF  A  SALIVARY  SULFATED 
GLYCOPROTEIN  IN  MAN.   (E.)   Andr^,  C,  R.  Lambert 
(E.  Herriot  Hosp.  ,  Lyon,  France)  and  A.  B&rard. 
Digestion   4(5) : 257-263,  1971. 

The  effect  of  betazole  on  the  composition  of  the 
sulfated  salivary  glycoprotein  (SGP)  was  studied 
in  )8  patients  undergoing  gastric  secretory  tests, 
by  determining  the  fucose,  galactose  and  sulfate 
in  sulfated  salivary  glycoprotein  under  basal 
and  stimulated  conditions.   In  saliva  from 
patients  who  did  not  receive  a  betazole  injection, 
a  significant  decrease  in  the  secretion  of 
sulfated  salivary  glycoprotein  as  indicated  by  a 
fall  in  the  concentration  of  fucose,  galactose 
and  sulfate  was  noted.   In  patients  receiving  an 
injection  of  betazole  (1.5  mg/kg) ,  the  decrease 
in  the  concentration  of  sulfated  salivary  glyco- 
protein was  more  pronounced  than  in  the  former 
group.   The  fall  in  sulfate  was  not  marked  and  a 
significant  variation  in  molar  ratios  indicated 
a  relative  desul fatation  of  the  glycoprotein; 
the  ratio  of  fucose  to  sulfate  changed  from  2.k 
to  7.8  while  the  fucose  to  galactose  ratio  did 
not  vary.   Exhaustion  of  the  salivary  glands 
under  the  prolonged  action  of  the  stimulant  sound 
seems  to  account  for  the  decrease  in  sulfated 
salivary  glycoprotein  secretion. 


7'473 


EFFECT  OF  JEJUNAL  AMINO  ACID  PERFUSION 
AND  EXOGENOUS  CHOLECYSTOKI N I N  ON  THE 
EXOCRINE  PANCREATIC  AND  BILIARY  SECRETIONS  IN  MAN. 
Ertan,  A.,  F.  P.  Brooks  (U.  Pennsylvania 

Philadelphia),  J.  D.  Ostrow,  D.  A.  Arvan, 
'williams  and  J.  J.  Cerda.  Gastroenterology 


(E.) 
Hosp. 
C.  N, 
6l(5):686-692,  1971. 

The  effects  of  jejunal  perfusion  with  a  mixture 
of  amino  acids  (MAA)  and  continuous  i.v.  infusion 
of  cholecystokinin-pancreozymin  (CCK)  on  the 
secretory  response  in  duodenal  aspirates  were  com- 
pared on  different  days  in  15  healthy  volunteers. 
Amino  acid  perfusion  induced  a  prompt  and  marked 
increase  in  secretory  volume,  compared  to  that 
obtained  with  CCK.   Bicarbonate  output  increased 
with  both  amino  acids  and  CCK,  but  the  response 
to  amino  acids  was  less  marked.   Both  amino  acids 
and  CCK  stimulated  comparable  increases  in  trypsin 
and  protein  outputs  due  to  increases  in  concentra- 
tion as  well  as  volume.   All  measured  components 
of  pancreatic  secretion  reached  peak  values  at  30 
to  kS   min  after  stimulation  and  fell  to  a  sustained 
plateau  during  the  second  hr.   The  outputs  fell 
sharply  during  the  first  30  min  after  the 
stimulation  was  stopped.   Both  amino  acid  perfusion 
and  CCK  infusion  produced  increased  total  bile 
salt  output  during  the  first  hr.   During  the 
second  hr  the  bile  salt  response  to  CCK  was  not 
sustained  while  the  total  bile  salt  elevation 
remained  in  response  to  amino  acids.   Jejunal 
amino  acid  perfusion  seemingly  releases  endogenous 
CCK  and  is  as  effective  a  pancreatic  secretion 


stimulus  as  i.v.   CCK  infusion,  and  indicating 
that  physiological  concentrations  of  amino  acids 
in  the  proximal  jejunum  may  act  as  an  important 
factor  in  the  regulation  of  exocrine  pancreatic 
and  biliary  secretions. 


7it7i(      SALIVARY  EXPRESSION  OF  TASTE  RESPONSE 

TO  CHEMICAL  STIMULATION.   (E.) 
Makhlouf,  G.  M.  (Med.  Coll.  Virginia,  Richmond) 
and  A.  Blum.  Soand.    J.    Gastroenterol.    6(6): 
523-526,  1971. 

Duplicate  salivary  responses  to  6  concentrations 
of  citric  acid  were  obtained  from  17  subjects. 
Adequate  reproducibility  was  achieved  by  this 
technique  at  all  flow  levels  and  for  each  con- 
centration used.   In  each  subject  response  in- 
creased with  the  concentration  of  acid;  responses 
in  the  2  sexes  were  identical  when  expressed  per 
kg  body  weight.   The  relation  between  salivary 
response  and  the  molar  concentration  of  the 
stimulant  acid  was  described  by  an  expression 
that  was  analagous  to  Mi chael i s-Menten  kinetics. 
The  technique  could  be  extended  to  the  study  of 
various  stirnulants  and  used  to  explore  the 
mechanism  of  taste  perception  in  man. 

7/»75  -     DO  PRECAPILLARY  SPHINCTERS  RESPOND  TO 

VASOACTIVE  SUBSTANCES  IN  AN  ALL-OR-NONE 
MANNER?   (E.)   Altura,  B.  A.  (Albert  Einstein 
Coll.  Med.,  Bronx,  N.  Y.).  Proo.    Soo.    Exp.    Bzol. 
Med.    138(0:273-276,  1971. 

In  vivo  experiments,  using  the  rat  mesentery  and 
i~hTih~magnification  (up  to  6500  times)  image- 
splitting  television  microscope  recording  system, 
were  designed  to  investigate  the  response  of 
precapillary  sphincters  to  vasoactive  substances. 
Topical  application  of  epinephrine,  norepinephrine 
and  dopamine  (0.1  ml  volumes)  in  increasing 
doses   resulted  in  dose-dependent  contractile 
responses  which  were  not  an  all-or-none  phenomenon 
These  vessels  were  quantitatively  more  sensitive 
to  epinephrine  and  norepinephrine  than  heretofore 
believed,  responding  to  threshold  doses  of  10-  - 
10-'*  ug/ml.   Precapillary  vessels  were  about 
500-1000  times  more  sensitive  to  the  catecholamine 
constrictor  actions  than  were  the  arterioles. 
Although  precapillary  sphincters  could  contract 
to  closure  in  a  graded  fashion  to  dopamine,  they 
were  relatively  insensitive  to  this  catecholamine. 
Apparently,  precapillary  sphincters,  where  they 
exist,  are  able  to  regulate  transcapi 1 lary 
exchange  very  finely  by  changing  capillary  _ 
pressure  and  blood  flow  more  actively  than  is 
currently  bel ieved. 

7476      GASTRO- INTESTINAL  AND  BILIARY  BIO- 
POTENTIALS FOLLOWING  VARIOUS  FORMS  OF 
VAGOTOMY.   (E.)   Nana,  A.  (Inst.  Med.  Pharm., 
Cluj,  Rumania),  C.  Mircioiu,  E.  Neumann  and  M. 
Nana.  Digestion  k  {5) -.263-28,0 ,    1971. 
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The  effect  of  selective  and  total  vagotomy  on  the 
electrical  activity  of  the  gastrointestinal  tract 
and  the  biochemistry  of  gallbladder  bile  was 
studied  in  dogs.   After  bilateral  total  vagotomy, 
there  was  a  1  acl<  of  electrical  response  through- 
out the  whole  distribution  area  of  the  abdominal 
vagus  nerves,  while  after  anterior  selective  and 
posterior  total  vagotomies  no  disturbances  of  the 
electrical  activity  were  noted  in  the  biliary 
zones.   After  posterior  selective  and  anterior 
total  vagotomies  a  lacl<  of  response  was  observed 
in  the  antra!  zones  and  in  the  biliary  tree  with 
the  preservation  of  the  electrical  activity  in 
the  intestinal  segment.   Bilateral  selective 
vagotomy  caused  an  exclusive  elimination  of  the 
gastric  area  from  the  context  of  response  to 
various  stimulations.   VJhereas  increases  of  dry 
residue,  biliary  pigments  and  cholesterol  were 
observed  in  gallbladder  bile  after  anterior  total 
and  bilateral  total  vagotomies,  after  bilateral 
selective  and  posterior  selective  vagotomies 
pancreatic  enzymes  increased  30  min  after  stimula- 
tion with  physost igmine.   In  rats,  the  content  of 
bacteria  in  the  upper  jejunum  increased  2-3  times 
control  values  after  all  procedures  except 
posterior  selective  vagotomies.   Thus,  the  use  of 
selective  vagotomies  in  the  surgical  treatment 
of  duodenal  ulcer  seems  to  have  some  advantages 
over  total  procedures. 


Ihll  THE  INFLUENCE  OF  ABO  BLOOD  GROUPS, 

SECRETOR  STATUS  AND  FAT  INGESTION  ON 
SERUM  ALKALINE  PHOSPHATASE.   (E.)   Walker,  B.  A. 
(U.  Liverpool  Dept.  Med.,  England),  L.  C.  Eze, 
M.  C.  K.  Tweedie  and  D.  A.  Price  Evans.  Clin. 
Chim.   Aata   '},5{2) -M-i-kkk ,    1971. 

The  relationship  between  the  serum  alkaline  phos- 
phatase isoenzymes  and  the  ABO  secretor  phenotypes 
was  examined  in  2h   healthy  volunteers  both  fasting 
and  in  response  to  fat  ingestion.   The  6  0  secretor 
subjects  showed  2  clear  bands  in  all  the  serum 
samples  in  terms  of  the  electrophoret ic  pattern 
of  alkaline  phosphatase  as  compared  to  the  1 
clear  band  demonstrated  by  the  other  18  subjects. 
The  fasting  values  from  Ih   subjects,  showed  the 
12  males  to  have  a  higher  mean  total  alkaline 
phosphatase  value  than  the  12'  females.   Data 
obtained  2  hr  after  a  non-fatty  meal  deducted 
from  values  obtained  2  hr  after  a  fatty  meal 
showed  no  sex  difference  in  terms  of  the  effect 


of  fat  on  the  total  alkaline  phosphatase.   The 
effect  of  fat  on  a  4  hr  meal  also  showed  no  sex 
difference.   The  differences  in  total  alkaline 
phosphatase  values  were  due  to  an  effect  of  fat 
in  0  secretor  subjects  which  was  not  present  in 
the  other  3  phenotypes.   0  secretor  subjects 
showed  consistently  higher  values  of  inhibition 
of  alkaline  phosphatase  activity  by  L-phenyl- 
alanine  than  the  other  3  phenotypes  and  this 
inhibition  was  not  affected  by  the  ingestion  of 
fatty  or  non-fatty  food.   Total  serum  alkaline 
phosphatase,  L-pheny lalani ne  and  urea  inhibition 
were  determined  during  fasting  and  7-1/2  hr  after 
a  fat  meal.   Much  variation  was  found  among  0 
secretors  as  the-effect  of  fat  in  elevating 
total  serum  alkaline  phosphatase  was  more  marked 
in  some  subjects  than  in  others  and  indicated 
that  the  contribution  of  the  intestinal  isoenzyme 
remained  constant.   Alkaline  phosphatase  appears 
to  be  influenced  similarly  in  both  liver  and 
intestine  by  the  0  and  secretor  genes. 

7'47B      HYBRIDIZATION  OF  GUINEA  PIG  ANTI- 

FERRITIN  AND  ANTJ-RABBIT  INTESTINAL 
SUCRASE.   (E.)   KnUsel ,  A.  (Univ.  Pediatr.  Dept., 
Zurich,  Switzerland).  Pathol.    Miavobiol.     (Basel) 
37(5):337-3'*f ,  1971. 

Guinea  pig  immunoglobulin  G  directed  against 
ferritin  and  against  rabbit  intestinal  sucrase 
was  treated  with  pepsin.   The  resulting  F  (ab')2 
fragments  were  than  reduced  to  Fab'  and  re- 
combined  to  yield  hybrid  antibody.   Considerably 
higher  (5  times)  concentrations  of  2-mercapto- 
ethylamine  were  needed  for  the  complete  reduction 
of  F  (ab')2  to  Fab'  in  the  guinea  pig  as  compared 
to  the  rabbit.   The  above  occurs  because  the 
guinea  pig  immunoglobulin  G  possesses  3  interheavy 
chain  disulfide  bridges  located  probably  on  the 
F  (ab')2  fragment.   Attempts  at  recombination  of 
Fab'  fragments  which  had  stayed  unrecombined 
after  the  standard  procedure  were  unsuccessful. 
Apparently  the  higher  2-mercaptoethy 1  ami ne 
concentrations  used  here,  by  causing  intrachain 
disulfide  bond  reduction,  lead  to  irreversible 
disorganization  of  molecules.   Proof  of  hybridiza- 
tion was  the  demonstration  of  increased  precipita- 
tion capacity  of  the  recombined  F(ab')2  with 
both  antigens  present.   The  hybrids  were  capable 
of  combining  with  the  tissue  antigen  (rabbit 
sucrase)  and  of  the  consecutive  capture  of 
ferri  t  i  n. 
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7i479      AN  INTEGRATED  PROCEDURE  FOR  THE  RAPID 

DIAGNOSIS  OF  BILIARY  OBSTRUCTION,  PORTAL 
HYPERTENSION  AND  LIVER  DISEASE  OF  UNCERTAIN 
ETIOLOGY.   (E.)   Strack,  P.  R.  (Jacobi  Hosp., 
Bronx,  N.  Y.),  H.  K.  Newman,  A.  G.  Lerner,  S.  H. 
Green,  C.-H.  Meng ,  L.  R.  M.  Del  Guercio  and  D. 
State.  N.    Engl.    J.    Med.    285  (22) : 1 225-1 231  ,  1971. 

Transhepatic  cholangiography,  liver  biopsy  and 
omentoportography  were  performed  under  local 
anesthesia  through  a  5-cra  subxiphoid  incision  in 
100  patients  with  hepatobiliary  disorders.   Al- 
though diagnosis  was  established  in  every  case, 
success  rates  for  individual  components  of  the 
procedure  varied  slightly.   Open  transhepatic 
cholangiography  was  successful  in  80  of  91 
attempts,  including  all  59  patients  with  obstructed 
ducts.   Omentoportography  provided  portal  visualiza- 
tion and  manometries  in  13  of  15  attempts,  and 
open  Vim-Si Iverman  needle  liver  biopsy  provided 
sufficient  tissue  for  pathologic  evaluation  in 
each  of  5k   attempts.   Frequency  of  2  of  the  3 
major  complications  that  occurred  should  be  reducible 
by  suture  ligation  of  puncture  sites.   The  1 
bleeding  complication  in  29  patients  with  sub- 
stantial coagulation  abnormalities  was  attributed 
to  a  subsequently  corrected  technical  deficiency. 
There  were  no  known  contraindications  except 
hypersensitivity  to  contrast  material.   In  3 
cases  of  drug-induced  cholestasis  versus  extra- 
hepatic  biliary  obstruction  simultaneous  open 
transhepatic  cholangiography  and  liver  biopsy  were 
performed.   Interpretation  of  the  biopsy  was  non- 
specific.  However,  the  demonstration  of  normal 
ductal  systems  by  the  cholangiography  was  diag- 
nostic of  drug-induced  cholestasis. 


7it80      ABDOMINAL  TAP.   INDICATION,  TECHNIC, 

AND  RESULTS.   (E.)   McCoy,  J.  and  F.  J. 
Wolma.  Am.    J.    Surg.    1 22 (5) :693-695 ,  1971. 

Abdominal  tap  or  paracentesis  is  indicated  in  all 
patients  with  combined  abdominal  and  major  head 
injuries  in  which  there  is  a  doubt  about  the 
extent  of  intra-abdominal  injuries.   Precautions 
include:   avoiding  areas  of  the  inferior  epigastric 
vessels,  the  liver,  spleen  and  kidneys  (upper 
quadrants),  and  emptying  the  urinary  bladder, 
especially  if  lower  midabdomen  is  used.   A  grossly 
positive  abdominal  tap  in  abdominal  trauma  con- 
sists of  0.5  ml  or  more  of   nonclotting  blood,  bile 
stained  fluid,  air  or  intestinal  contents.   Any 
of  these  findings  would  be  strongly  in  favor  of 
immediate  exploratory  laparotomy.   A  review  of 
271  patients  with  blunt  or  penetrating  abdominal 
injuries  at  Texas  Medical  Branch  Hospitals  from 
1959-1969  showed  that  81  of  these  patients  had 
abdominal  taps.   Nine  taps  gave  false-negative 
results,  yielding  an  8S%   rate  of  accuracy.   In  a 
group  of  161  patients  with  blunt  trauma  there 
were  5  negative  taps  giving  an  accuracy  rate  of 
91. 'tl. 


7A8I      THE  MEASUREMENT  OF  THE  SYNTHETIC  RATE 

OF  BILIRUBIN  FROM  HEPATIC  HEMES  IN 
PATIENTS  WITH  ACUTE  INTERMITTENT  PORPHYRIA. 
(E.)   Jones,  E.  A.  (Roy.  Free  Hosp.,  London), 
J.  R.  Bloomer  and  N.  I.  Berlin.  J.    Clin.    Invest. 
50(10:2259-2265,  1971. 

A  new  method  is  described  for  the  direct  measurement 
of  the  rate  of  bilirubin  synthesis  from  hepatic 
hemes  in  vivo.   The  method  Involves  the  bio- 
synthetTc  labeling  of  porphobilinogen  and  bili-^ 
rubin  after  an  i.v.  injection  of  6-ami nolevul i nic 
acid-'4-^'+C.   This  method  depends  on  the  satis- 
faction of  2  conditions:   that  the  labeled  com- 
pound is  not  incorporated  to  any  significant 
extent  into  the  developing  RBC ;  that  hepatic 
porphobilinogen  is  a  common  precursor  of  both 
urinary  porphobilinogen  and  hepatic-synthesized 
bilirubin.   The  portion  of  total  bilirubin  pro- 
duction derived  from  hepatic  hemes  is  calculated 
from  the  ratio  of  the  mean  l'*C  specific  activities 
of  fecal  stercobi 1 inogen  and  urinary  porpho- 
bilinogen.  Using  this  method  in  3  patients  with 
acute  intermittent  porphyria,  the  values  obtained 
for  the  rate  of  synthesis  of  bilirubin  from 
hepatic  hemes  were  13.31,  15.81  and  20.71. 


7I482      CLINICAL  EVALUATION  OF  FIBREOPTIC 

SIGMOIDOSCOPY  EMPLOYING  THE  OLYMPUS 
CF-SB  COLONOSCOPE.   (E.)   Salmon,  P.  R.  (U. 
Bristol  Dept.  Med.,  England),  R.  A.  Branch,  C. 
Collins,  H.  Espiner  and  A.  E.  Read.  Gut    12(9): 
729-735,  1971. 

The  Olympus  CF-SB  colonoscope,  a  flexible  fiber- 
optic endoscope,  was  used  to  examine  51  patients 
with  disease  of  the  large  intestine,  following 
bowel  preparation,  sedation  and  analgesia  using 
a  variety  of  drugs  in  26  examinations  premixed 
nitrous  oxide  and  oxygen  (Entonox)  applied  by 
self-administration  was  used.   Entonox  proved^ 
superior  to  other  agents  in  degree  of  analgesia, 
patient  cooperation,  and  in  amount  of  bowel  which 
could  be  examined.   Of  26  patients  receiving 
50/50  nitrous  oxide/oxygen,  23  found  relief  of 
previous  discomfort  and  revealed  no  cardiac 
arrythmias.   The  extent  and  length  of  bowel ^ 
examined  was  markedly  greater  with  fiberoptic 
colonoscopy  and  enhanced  even  further  by  Entonox, 
as  compared  to  conventional  proctosigmoidoscopy 
and  non-inhalation  analgesics.   The  average  time 
taken  to  complete  these  examinations  was  30  min. 
Colonoscopic  findings  in  6  patients  with  equivocal 
barium  enema  radiologic  findings  establ i shed  the 
nature  of  the  suspected  lesion.   Of  h?,   biopsies 
taken  from  21  patients,  6  of  9  cases  of  polyps 
were  seen  endoscopical ly  and  of  the  initial  51 
cases  with  large  intestine  disease  12  (23.3%) 
were  diagnosed  by  colonoscopy  alone.   Fiberoptic 
colonoscopy  seems  indicated  in  the  diagnosis  of 
rectal  bleeding,  the  search  for  polyps  and  as  an 
aid  in  the  interpretation  of  equivocal  radiographs 
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and,  with  proper  patient  preparation,  represents 
a  major  advance  in  the  investigation  of  large 
intestine  disease. 


7A83      SERUM  ALDOLASE  IN  TAY-SACHS  DISEASE  AND 

IN  FRUCTOSE  INTOLERANCE.   (E.)   Hue, 
L.,  F.  Van  Hoof  and  H.-G.  Hers  (U.  Leuven  Physiol. 
Chem.  Lab.,  Belgium).  Am.    J.    Med.    51 (6) : 785-787 , 
1971. 

The  aldolase  activities  measured  in  the  serum  of 
8  patients  with  Tay-Sachs  disease  or  of  carriers 
(8  parents  of  the  patients)  did  not  differ 
significantly  from  values  obtained  in  the  38 
control  children  and  36  normal  adults.   The 
fructose  1-phosphate  aldolase  activity  in  the 
serum  of  children  intolerant  to  fructose  was 
slightly  smaller  than  the  mean  value  for  normal 
children.   This  decrease  is  in  agreement  with 
the  known  alteration  of  hepatic  aldolase  in  the 
patients.   However,  large  overlap  of  values 
between  normals  and  fructose  intolerant  patients 
prevents  the  use  of  this  assay  as  a  diagnostic 
tool.   Previous  results  have  shown  that  the 
diagnosis'  of  Tay-Sachs  disease  can  be  established 
on  the  basis  of  the  activity  of  serum  hexosaminidase. 


7hiik  ENZYME  DIAGNOSIS  IN  HEPATIC  DISEASE. 

(E.)   Coodley,  E.  L.  (Hahnemann  Med. 
Coll.,  Philadelphia,  Pa.).  Am.    J.    Gastroenterol. 
56(5):A13-'«19,  1971. 

A  battery  of  liver  tests,  both  organ-specific 
enzymes  and  more  general  enzymes,  was  employed  to 
study  1 7't  patients  with  acute  hepatitis,  active 
cirrhosis,  and  other  conditions.   Acute  hepatitis 
showed  marked  elevation  in  guanase,  aldolase, 
isocitric  dehydrogenase,  and  the  transaminases 
(especially  SGPT) .   Differentiation  between 
cirrhosis  and  hepatitis  was  not  aided  by  the 
leucine  ami nopept i dase,  and  in  the  case  of  aldolase 
there  was  considerable  overlap.   False  positive 
elevation  of  guanase  was  infrequently  observed 
and  this  enzyme  proved  quite  specific  for  hepatitis. 
Guanase  and  isocitric  dehydrogenase  appeared 
superior  in  their  high  incidence  of  positive 
reactions  in  hepatitis  combined  with  their  low 
incidence  of  positive  reactions  in  cirrhosis. 
Guanase  was  infrequently  elevated  in  the  miscell- 
aneous diseases  including  carcinoma,  common  bile 
duct  calculus,  and  sickle  cell  disease.   The 
employment  of  organ-specific  enzymes  (guanase 
and  isocitric  dehydrogenase)  rather  than  the 
commonly  used  liver  enzymes  may  be  more  useful 
in  differentiating  viral  hepatitis  from  active 
cirrhosis  or  related  conditions. 


7't85      COMMERCIAL  BILIRUBIN:   A  TRINITY  OF 
ISOMERS.   (E.)   McDonagh,  A.  F.  (U. 
California  Dept.  Med.,  San  Francisco)  and  F. 
Assisi.  FEES  Lett.    1 8 (2) : 31 5-31 7 ,  1971. 

Qualitative  examination  of  bilirubin  samples  from 
15  different  commercial  sources  by  analytical 


thin-layer  chromatography  and  quantitative 
analysis  of  5  of  these  by  preparative  thin-layer 
chromatography  indicated  the  presence  of  other 
than  the  IX-a  isomer  in  most  of  these  samples 
ranging  from  trace  amounts  to  as  much  as  I6I 
lll-a:62^  IX-a:22l  Xlll-a  for  1  of  the  samples. 


7486      A  COMPARATIVE  STUDY  OF  CONVENTIONAL 

PREMEDICATION  (PETHIDINE,  PROMETHAZINE, 
AND  ATROPINE)  AND  NEUROLEPTANALGESIA  (DROPERIDOL 
AND  PHENOPERIDINE)  FOR  PERORAL  ENDOSCOPY.   (E.) 
Reed,  U.  D.,  B.  E.  Hopkins,  R.  A.  Joske  (U. 
Western  Australia  Dept.  Med.,  Perth)  and  B.  H. 
Laurence,  ffwt  1 2  (9)  :736-738,  1971. 

Premedication  for  peroral  endoscopy  with  pethidine 
(100  mg) ,  promethazine  (25  mg) ,  and  atropine 
(0.6  mg)  were  compared  with  the  neuroleptanalges ic 
combination  of  phenoperid i ne  (2  mg)  and  droperidol 
(5  mg)  using  a  double  blind  technique  in  70 
patients.   There  was  no  significant  difference 
between  conventional  premedication  and  neurolept- 
analgesia with  regard  to  the  suitability  of  the 
patients  for  endoscopy  or  the  response  of  the 
patient  to  the  procedure.   The  endoscopists  found 
mild  difficulty  in  a  greater  proportion  (38%)  of 
patients  receiving  the  neuroleptanalges ic  com- 
bination than  in  those  who  received  the  pethidine- 
promethazine-atropine  combination  (151).   The 
majority  (83^)  of  the  patients  receiving  neurolept- 
analgesia fully  remembered  the  procedure;  however, 
the  patients  so  premedicated  showed  a  slight 
prominence  of  anxiety  and  discomfort. 


7'»87      A  NOVEL  METHOD  FOR  DETECTING  INTESTINAL 
METAPLASIA  OF  THE  STOMACH  WITH  TES-TAPE. 
(E.)   Sugimura,  T.  (Natl.  Cancer  Ctr.  Res.  Inst., 
Tokyo),  T.  Kawachi,  N.  Kogure,  N.  Tanaka,  S. 
Kazama  and  Y.  Koyama.  Gann   62(3)  :237,  1971. 

After  surgical  excision,  the  surfaces  of  human 
stomachs  were  washed  and  dried  with  filter  paper 
and  sprayed  with  a  S%   solution  of  sucrose.   The 
mucosa  was  incubated  at  37°  C  for  5  minutes  and 
the  whole  surface  was  then  covered  with  pieces 
of  Tes-Tape.   Pieces  over  areas  producing  sucrase 
turned  green  due  to  the  presence  of  glucose. 
The  presence  of  sucrase  in  the  stomach  correlated 
well  with  the  presence  of  intestinal  metaplasia. 
Color  photographs  from  2  positive  cases  are 
i  ncl uded. 


y'tSS      THE  RED  CELL  PEROXIDE  HEMOLYSIS  TEST 

IN  THE  DIFFERENTIAL  DIAGNOSIS  OF 
OBSTRUCTIVE  JAUNDICE  IN  THE  NEWBORN  PERIOD.   (E.) 
Lubin,  B.  H.,  R.  L.  Bahner,  E.  Schwartz,  S.  B. 
Shohet  and  D.  G.  Nathan.  Pediatrics   't8('4): 
562-565,  1971. 

In  23  children  with  obstructive  liver  disease, 
16  had  surgically  proven  biliary  atresia  with 
the  diagnosis  established  by  k   months  of  age  and 
7  had  neonatal  hepatitis  (5  diagnosed  by  laparo- 
tomy).  Both  the  RBC  hydrogen  peroxide  hemolysis 
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test  and  the  ^^M-rose  bengal  excretion  tests 
were  abnormal  in  all  16  with  biliary  atresia.   In 
the  cases  of  neonatal  hepatitis,  the  RBC  peroxidase 
hemolysis  test  was  normal  in  3,  abnormal  in  1, 
and  abnormal,  becoming  normal  in  3,  while  the 
rose-bengal  excretion  test  was  normal  in  1, 
abnormal  in  5,  and  abnormal,  becoming  normal  in  1. 
In  evaluation  of  obstructive  jaundice  in  infants, 
the  authors  stress  the  simplicity,  reliability 
and  ease  of  repetition  of  the  RBC  hydrogen 
peroxide  hemolysis  test. 


7/489      FINE-NEEDLE  ASPIRATION  BIOPSY  SMEARS  IN 

THE  DIAGNOSIS  OF  LIVER  DISEASES.   (E.) 
Johansen,  S.  (Ulleval  Hosp.,  Oslo,  Norway)  and  J. 
Myren.  Saand.    J.    Gastroenterol.    6 (7) :583-588, 
1971. 

One  hundred  and  three  blindly  coded  fine  needle 
aspiration  biopsy  smears  were  stained  by  the  May- 
Grunwald-Giemsa's  method  and  examined  independently 
by  2  investigators  by  light  microscopy.   Complete 
agreement  or  slight  disagreement  as  to  classifica- 
tion occurred  in  a  high  percentage  for  all  variables, 
the  highest  being  observed  for  the  grading  of 
vacuolization,  granulation  and  bile  accumulation. 
Six  cases  of  liver  cancer  were  correctly  recog- 
nized; 2  of  5  primary  carcinomas  and  ^4  of  7 
metastatic  cancers  were  diagnosed.   High  degrees 
of  cytological  alterations  were  observed  in 
smears  from  patients  both  with  acute  and  chronic 
liver  diseases  at  about  similar  rates.   Complica- 
tions were  not  observed.   Correlation  between 
clinical  diagnoses  and  the  cytological  alterations 
did  not  show  any  characteristic  profile. 

7i)90      GAS-LIQUID-CHROMATOGRAPHIC  DETERMINATION 

OF  BILE  ACIDS  IN  BILE.   (E.)   Klaassen, 
C.  (U.  Kansas  Med.  Ctr.,  Kansas  City).  Clin. 
Chim.    Acta   35(0:225-229,  1971. 

A  gas  chromatograph  equipped  with  a  flame  ioniza- 
tion detector  was  used  for  the  simultaneous 
determination  of  lithocholic,  deoxycholic,  cheno- 
deoxycholic,  and  cholic  acid  in  bile  using  7- 
ketol ithocholic  acid  as  an  internal  standard.   The 
procedure  is  rapid  and  accurate.   Results  are 
reproducible  in  the  quantitative  determination  of 
bile  acids.   This  method  can  be  used  to  measure 
bile  acids  in  plasma  as  well  as  in  bile.   To  obtain 
qualitative  information  on  which  conjugate  (taurine 
or  glycine)  is  present,  the  Hoffmann  thin-layer 
chromatography  method  must  also  be  used.   Up  to^ 
30  samples  of  bile  can  be  analyzed  by  a  technician 
in  a  day. 

7/491      USEFULNESS  OF  SCINTILLATION  CAMERA  AND 

131|-R0SE  BENGAL  IN  EVALUATING  LIVER 
AND  GALLBLADDER  FUNCTIONS.   (E.)   Torizuka,  K. 
(Kyoto  U.  Sch.  Med.,  Japan),  K.  Hamamoto,  M. 
Fuj i i ,  T.  Mori,  R.  Morita,  T.  Mukai ,  T.  Kousaka, 
K.  Itoh,  J.  Nakagawa  and  C.  Minaguchi.  Jap,    J. 
Nuol.   Med.    8(2): 90- 102,  1971. 


Six  normal  subjects,  h   with  acute  hepatitis,  19 
with  chronic  hepatitis,  7  with  cirrhosis,  3  with 
extrahepatic  obstructive  jaundice,  3  with  space- 
occupying  lesions  of  the  liver  and  ^   with  gall- 
bladder disease  were  injected  i.v.  with  ^^  I- 
Rose, Bengal.   A  scintillation  camera  and  I6OO 
channel  recorder  were  used  to  scan  the  liver  and 
calculate  the  rate  of  uptake  of  the  label. 
Exposures  were  made  at  3-min  intervals  for  90 
min.   The  maximum  hepatic  uptake  occurred  at  30 
min  in  normals,  at  30-70  min  in  acute  hepatitis, 
at  30-60  min  (mean  ^45  min)  in  chronic  hepatitis, 
at  /45-6O  min  in  cirrhosis,  at  more  than  90  min 
with  extrahepatic  obstruction,  at  45-60  min  with 
hepatic  tumors  and  at  30-75  min  with  cholelithiasis 
There  was  a  good  correlation  between  these  times 
and  the  excretion  of  sul fobromophthalei n  at  h5 
min.   In  these  groups,  label  appeared  in  the 
gallbladder  in  30,  15-30,  150,  15-60,  more  than 
90  and  30-/45  min,  resp.,  and  in  the  bowel  in 
50-75,  30-100,  90,  90,  more  than  90,  90  and  30-70 
min,  resp.  '  The  percentage  of  hepatic  uptake  of 
label  was  7-10. 5°4,  5-8^o,  3-8.5°^,  2.8-3.5°^,  2-5°^,  j 
3.9-6.7°^  and  3.3-8.71,  resp.  1 


7/492      DETERMINATION  OF  INTESTINAL  ALKALINE 

PHOSPHATASE  IN  SERUM  BY  SUBSTRATE- 
SPECIFICITY  MEASUREMENTS.   (E.)   Moss,  D.  W. 
(Roy.  Postgrad.  Med.  Sch.,  London).  Clin.    Chim. 
Acta   35(2):'tl3-'4l9,  1971. 

A  comparison  of  3  substrates  (o-carboxyphenyl 
phosphate,  thymol phthalein  monophosphate  and 
phenyl  phosphate)  for  their  rates  of  hydrolysis 
is  reported  as  a  means  of  estimating  the  amount 
of  intestinal  and  non- i ntest i nal  alkaline  phos- 
phatase present  in  human  blood  serum.  The 
dependence  of  reaction  velocity  on  the  concentra- 
tion of  thymolphthalein  monophosphate  and  o- 
carboxyphenyl  phosphate  was  similar  in  form  for 
both  human  intestinal  and  liver  alkaline  phos- 
phatases.  For  each  substrate,  the  ratio  of  the 
rates  at  which  they  were  hydrolyzed  by  the  2 
alkaline  phosphatase  enzymes  was  independent  of 
the  substrate  concentration.   The  relative  rates 
of  hydrolysis  of  thymophthalei n  monophosphate 
and  phenyl  phosphates  by  a  placental  alkaline 
phosphatase  were  similar  to  those  observed  with 
the  intestinal  isoenzyme.   O-Carboxyphenyl 
phosphate  exhibited  slow  hydrolysis  rates  and 
low  sensitivity  of  measurement  which  together 
reduced  the  reproducibility  of  estimates  of 
enzyme  activity.   Therefore,  investigations  of 
relative  substrate  specificity  of  normal  and 
pathological  sera  were  confined  to  measurements 
of  the  thymolphthalein  monophosphate:pheny 1 
phosphate  ratio.   Ratios  of  these  2  substrate 
activities  were  determined  for  8k   sera,  37  of 
which  had  a  normal  total  phenyl  phosphatase 
activity.   The  alkaline  phosphatase  of  serum 
samples  with  elevated  activities  was  classified 
as  bone,  liver  or  intestinal  origin  by  starch 
gel-electrophoresis.  Thirty  sera  contained 
mostly  liver  phophatase,  7  bone  phosphatase  and 
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10  showed  a  distinct  zone  corresponding  to  the 
intestinal  isoenzyme  by  this  criterion.   The 
results  confirm  the  studies  using  electrophoresis 
in  indicating  that  an  appreciable  amount  of  the 
normal  activity  of  alkaline  phosphatase  in  serum 
is  contributed  by  the  intestinal  isoenzyme  and 
the  simplicity  and  high  precision  of  the  thymolph- 
thalein  monophosphate  method  for  determination  of 
total  alkaline  phosphatase  activity  is  indicated. 


Washington  U.  Med.  Ctr.,  Washington,  D.  C.) 
Med.   Ann.    DC  kO {h) -.llZ-lKi ,    1971. 


ytgS      THE  USE  OF  SENNA  TO  ACCELERATE  TRANSIT 

IN  THE  SMALL  INTESTINE  FOR  RADIOLOGY 
IN  THE  HOSPITAL.   (Fr.)   Fourner,  A.  M.  Marseille 
Med.    \0?,{(>):kG3-klk,    1971. 


7^93      EVALUATION  OF  CHROMOGENS  SUITABLE  FOR 

OCCULT  BLOOD  IN  FAECES.  (E.)  Deadman, 
N.  M.  (West  Wales  Gen.  Hosp.,  Carmarthen).  Clin. 
Chim.    Acta   35  (2) : 273-276 ,  1971. 

The  effect  on  various  chromogens  (o-tol uid ine , 
guiacum,  d ichlorophenol - i ndophenol ,  dimethyl 
naphthidine,  phenol phthalei n ,  N ,N-d imethyl -p- 
phenylenediamine-monohydrochloride  and  tetra- 
methyl-p-phenylene  diamine  d i hydrochloride)  by 
normal  diet,  therapeutically  used  iron,  chlorophyll 
meat  and  fish  is  discussed.   The  investigations 
carried  out  showed  conclusively  that  it  was 
essential  to  keep  patients  on  a  meat-  and  fish- 
free  diet  for  2-3  days  before  collecting  stools 
for  occult  blood  testing.   False  positives  due 
to  chlorophyll  and  plant  peroxidases  were  largely 
removed  by  boiling  the  fecal  suspension  before 
testing  and  it  would  be  essential  to  keep  patients 
off  green  vegetables  as  well  if  any  filter  paper 
techniques  were  to  be  used.   Iron  compounds  gave 
false  positives  in  vivo  with  all  the  chromogens 
tested  except  dimethyl  naphthidine.   The  omission 
of  iron  from  the  diet  when  using  the  other 
chromogens  was  overcome  by  the  use  of  ether 
extraction.   The  normal  diet  gave  false  positives 
with  all  chromogens  although  the  dimethyl 
naphthidine  and  guiacum  techniques  were  least 
affected.   The  sensitivity  of  any  of  the  techniques 
was  easily  varied  by  altering  the  chromogen 
concentration  and  the  amount  of  fecal  suspension 
used.   The  dimethyl  naphthidine  test  tube  and 
guiacum  filter  paper  techniques  were  recommended, 
the  former  being  the  more  advisable. 


7't99      THE  ROLE  OF  HYPOTONIC  DUODENOGRAPHY  IN 

THE  DIAGNOSIS  OF  INFLAMMATORY  AND 
NEOPLASTIC  LESIONS  OF  THE  HEAD  OF  THE  PANCREAS. 
(E.)   Galanti,  A.  (U.  Malaya,  Hosp.,  Kuala  Lumpur) 
and  W.  W.  Kwan.  Med.    J.    Malaya   25  (3) : 198-204 , 
1971. 


7500      COMPARISON  BETWEEN  STEREOM  I  CROSCOP I C 

AND  HISTOLOGICAL  FINDINGS  ON  INTESTINAL 
VILLI  BY  BIOPSY.   (Jap.)   Yamagata,  S.  (Tohoku 
U.  Sch.  Med.,  Sendai,  Japan),  G.  Yamagishi  and 
T.  Sugawara.  Naika   27  (2) :299-306,  1971. 


7501      THE  ENDOSCOPIC  EXAMINATION  OF  THE 

STOMACH.   (Dan.)   Bisgaard  Pedersen,  A. 
(Bispebjerg  Hosp.,  Copenhagen).  Nord.    Med. 
86(27) :827-829,  1971. 


7502      INFUSION  CHOLANGIOGRAPHY.   (Pol.) 

Zgliczynski,  S.  L.  (Med.  Acad.  Inst. 
Roentgenol.  Warsaw,  Poland)  and  L.  Lazecki.  Pol. 
Przegl.    Radiol.    Med.    Nukl.    35(3) :295-300,  1971. 


7503      VALUE  OF  CHOLECYSTOKININ  FOR  INTER- 
PRETATION OF  THE  OPERATIVE  CHOLANGIO- 
GRAPHIC  APPEARANCES  OF  THE  DISTAL  THIRD  OF  THE 
COMMON  BILE  DUCT  (PRELIMINARY  REPORT).   (Sp.) 
Aguirre,  C.  (Natl.  U.  1st  Dept.  Clin.  Surg., 
Cordoba,  Argentina),  M.  Halabi,  A.  H.  Giffoniello 
and  R.  M.  Areal.  Pr ens  a  Med.    Argent.    58(17): 
853-857.  1971. 


7't9't      A  SIMPLIFIED  PREPARATION  REGIMEN  FOR 

BARIUM  ENEMA  EXAMINATION.   (E.)  Meyers, 

P.  H.  (Tulane  U.  Sch.  Med.,  New  Orleans).  J.    La. 
State  Med.    Sao.    1 23 (6) :203-206 ,  1971. 


7'495      ERRORS  IN  THE  DIAGNOSIS  OF  ACUTE 
APPENDICITIS  IN  CHILDREN.   (Rus.) 
Brey,  V.  P.  Klin.   Khir.    51(6):69-70,  1971. 


7't96      CYTOLOGICAL  DIAGNOSIS  OF  SO  CALLED 
ATYPICAL  EPITHELIUM  OF  THE  STOMACH. 
(Jap.)   Tsukioka,  T.  (Gunma  U.  Sch.  Med,, 
Maebashi,  Japan).  Kitakanto  Igaku    (Kitakanto 
Med.    J.)    21  {\):h2-kl,    1971. 


1^37  DIAGNOSTIC  USEFULNESS  OF  RECTAL  BIOPSY. 

(E.)   Dobbins,  W.  0.,  Ill  (George 


750A      ANGIOGRAPHIC  METHODS  IN  THE  DIAGNOSIS 

OF  HEPATIC  HEMANGIOMA.   (Sp.)   Gilsanz, 
V.  (San  Carlos  Hosp.  Clin.,  Madrid),  B.  Gomez 
and  Marazuela.  Prensa  Med.   Argent.    58(8) :390-398, 
1971. 


7505       EMERGENCY  ENDOSCOPY  IN  GASTROENTEROLOGY. 

(Fr.)   Dupuy,  P.  (Ambroise  Pare  Hosp., 
Boulogne,  France)  and  J.  Coulbois.  Rev.    Prat, 
(Paris)   21  (15):26l5-2623,  1971. 


7506      CLINICAL  AND  DIAGNOSTIC  SIGNIFICANCE 

OF  DETERMINATION  OF  THE  ORNITHINE 
CARBAMINOYL  TRANSFERASE  ACTIVITY  OF  THE  BLOOD 
SERUM  IN  PATIENTS  WITH  INFECTIOUS  HEPATITIS  AND 
JAUNDICE  OF  DIFFERENT  ETIOLOGY.   (Rus.)   Melk, 
M.  v.,  L.  A.  Mikhai lovskaia  and  A,  I,  Gundalakh. 
Ter.   Arkh.    43 (5) :73-75,  1971. 
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7507      AORTOGRAPHY  AND  ARTERIOGRAPHY  IN  THE 

DIAGNOSIS  OF  ABDOMINAL  DISEASES.  (Rus.) 
Prokubovski?,  V.  I.  and  A.  A.  Kudinov.  Khirurgiia 
(Mask.)   '47{5):57-6l,  1971. 


7517      SCANNING  OF  INFLAMMATORY  LESIONS  WITH 

SILVER  ISOTOPES.   (Ger.)   Jahns,  E. 
(Med.  Sch.,  Hanover,  Germany)  and  A.  Brase. 
Fortschv.    Geh,    Roentgenstr.    Nuklearmed.    115(1): 
38-k]  ,    1971. 


7508  SEROLOGICAL  STUDIES  IN  PATIENTS  WITH 
ALCOHOLIC  LIVER  DISEASE  AND  THEIR 

SIGNIFICANCE  FOR  DIFFERENTIAL  DIAGNOSIS.   (Ger.) 
Berg,  P.  A.  (Univ.  Med.  Clin.,  Tubingen,  Germany). 
Klin'.    Wochensahr.    '♦9(1 1 )  :663-66it,  1971. 

7509  THE  TECHNIQUE  AND  CRITERIA  OF  ULTRASONIC 
SCANNING  OF  SECTORS  OF  THE  LIVER.   (Ger.) 

Rettenmaier,  G.  (Univ.  Med.  Clin.,  Erlangen, 
Germany).  Eleatromediaa   ISd) -.^IS^  ,    1971. 


7510      THE  CHARACTERISTICS  AND  PECULIARITIES 
OF  INFUSION  CHOLANGIOCHOLECYSTOGRAPHY 
IN  PATIENTS  WITH  JAUNDICE.   (Bui.)   Kirov,  I.,  P. 
Pomakov  and  A.  Haitov.  Suvr.   Med.    22(3):28-31, 
1971. 


7511 


BLOOD  BIOCHEMISTRY  IN  PATIENTS  SUFFERING 
FROM  PEPTIC  ULCER  WITH  PARODONTOPATHY. 

(Rus.)   Rudneva,  V.  E.  and  S.  A.  Mescheri akova. 

Stomatologiia    (Mosk. )    50(3):11-13,  1971. 


7512 


DETECTION  OF  AUSTRALIA  ANTIGEN  BY  MEANS 
OF  IMMUNE  ADHERENCE  HAEMAGGLUTI NAT  ION 
TEST.   (E.)   Mayumi,  M.  (Univ.  Hosp.  Hongo,  Tokyo), 
K.  Okochi  and  K.  Nishioka.  Vox.    Sang.    20(2): 
I78-I8I,  1971. 

7513      POSSIBILITIES  OF  USING  COMPUTERS  FOR 

CLINICAL  AND  ROENTGENOLOGIC  DIFFERENTIAL 
DIAGNOSIS  BETWEEN  CARCINOMA  OF  THE  ESOPHAGUS  AND 
ITS  BENIGN  DISORDERS.   (Rus.)   Danilenko,  S.  I., 
T  G  Glazkova  and  V.  A.  Demin.  Vestn.   Rentgol. 
Radiol.    46(2): 36- 39,  1971. 


751/»      SYMPTOMS  AND  SIGNS  OF  ANICTERIC 

HEPATITIS.   (E.)   Hsieh,  S.  C.  (Natl. 
Taiwan  U.,  Taipei),  J.  Y.  Yu  and  T.  H.  Yang.  J. 
Formosan  Med.    Assoc.    70(l):15-20,  1971. 


7518      FIFTEENTH  ANNIVERSARY  OF  THE  SELLEK- 

FRADE  COPPER  ACETATE  TEST  FOR  THE 
DIAGNOSIS,  PROGNOSIS,  AND  TREATMENT  OF  LIVER 
DISEASES.   REVIEW  OF  THE  WORLD  LITERATURE.   (Sp.) 
Sellek,  A.  (Pedro  Borras  Astorga  Infant  Hosp., 
Havana,  Cuba).  Rev.    Cub.   Med.    10(2) : 1 37-162, 
1971. 


7519      ESOPHAGEAL  LABELING  WITH  SMALL  TANTALUM 
WIRES:   EFFECTS  ON  MOTILITY  AND 

Dodds,  W.  J.  (Stanford  U.  Sch. 
T.  Stewart,  L.  J.  McCarthy  and 
Invest.  Radiol.   6(3) : 191 "198, 


HISTOLOGY.  (E.) 
Med. ,  Calif.) ,  E 
F.  F.  Zboralske. 
1971. 


7520 


SUPINE  VIEW  OF  THE  ABDOMEN  IN  EVALUATING 
THE  SURGICAL  ABDOMEN.   (E.)   Andrews, 

A.  E.  (St.  Michael  Hosp.,  Texarkana,  Ark.).  J. 

Abdom.   Surg.    1 3  (7) : 1 59-161 ,  1971. 

7521  THE  ROLE  OF  SELECTIVE  ANGIOGRAPHY  IN 
EVALUATION  OF  HEPATOMAS.   (E.)   Font, 

R.  G.  (Tulane  U.  Sch.  Med.,  New  Orleans,  La.),  S. 
Gammill,  R.  D.  Sparks  and  K.  Akdamar.  Am.    J. 
Gastroenterol.    56(4) :352-356,  1971. 

7522  DIFFICULTIES  IN  DIAGNOSIS  OF  CHOLEDO- 
CHODUODENAL  FISTULA.   (Rus.)   Pyltsov, 

I.  M.  and  L.  N.  Nikitina.  Ter.   Arkh.    43(6): 
98-101 ,  1971. 

7523  DIAGNOSTIC  VALUE  OF  SERUM  ESTERASE     I 
ACTIVITY  IN  HEPATIC  DISEASE.   (Fr.) 

Plomteux,  G.  (Lab.  Med.  Chem. ,  Liege,  Belgium). 
Clin.   Chim.   Acta   32 (3) :475-483,  1971. 


7524 


Sch. 


PERCUTANEOUS  TRANSHEPATIC  CHOLANG lOGRAPH 
(E.)   Machado,  A.  L.  (Ceara  U.  Med. 
Brazil).  Br.    J.    Surg.    58(8) :6l6-624. 


1971. 


7515 


NEW  DEVELOPMENTS  IN  PHARMACOANGIOGRAPHY 
(AND  ARTERIAL  PHARMACOTHERAPY)  OF  THE 

GASTROINTESTINAL  TRACT.   (E.)   Steckel  ,  R.  J. 

(UCLA  Ctr.  Health  Scis.,  Los  Angeles,  Calif.),  J. 

Rosch,  G.  Ross  and  J.  H.  Grollman,  Jr.  Invest. 

Radiol.    6(3): 199-211,  1971. 


7525 


HYPOTONIC  DUODENOGRAPHY  IN  THE 
DIAGNOSIS  OF  SUPERIOR  MESENTERIC 
ARTERY  SYNDROME.   (E.)   Colakoglu,  S.,  M.  Haberal, 
S.  Karacadag  (Hacettepe  U.,  Ankara,  J^-'key)  and 
H.  Telatar.  Am.   J.    Gastroenterol.    56(5)  :'«53-45b, 
1971. 


7516      EXOGASTRIC  NEURINOMA  DEMONSTRATED  BY 
PARIETOGRAPHY.   (Ger.)   Lovrencic,  M. 
(Dr.  M.  Stojanovic,  Gen.  Hosp.,  Zagreb,  Yugoslavia) 
and  Z.  Sumanovac.  Fortsahr.    Geb.    Roentgenstr. 
Nuklearmed.    115(0:124-126,  1971. 


7S26      ANGIOGRAPHIC  DEMONSTRATION  OF  THE 

PORTAL  VEIN  SYSTEM  AFTER  SHUNT  OPERATIOI 
(Ger.)   Bucheler,  E.  (U.  Bonn  Surg.  Clin., 
Germany),  D.  Schulz  and  A.  Dux.  Fortsahr.    Geb. 
Roentgenstr.    Nuklearmed.    1 14(6) :740-752,  1971. 
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7527      DISPOSABLE  CATHETER  DUMMY.   A  NEW  DEVICE 

FOR  X-RAY  EXAMINATION  OF  THE  UPPER 
DIGESTIVE  TRACT  IN  INFANTS.   (E.)   Bergstrom,  K. 
and  H.  Jorulf.  Aust.   Radiol.    15(0:65-66,  1971. 


'INTESTINAL'  AND  'OTHER'  COMPONENTS.   (E.)   Green, 
S.  (Tufts  U.  Sch.  Med.,  Boston,  Mass.),  C.  L. 
Anstiss  and  W.  H.  Fishman.  Enzymologia   'tl(l): 
9-26,  1971. 


7528      INDICATIONS,  RESULTS  AND  LIMITATIONS  OF 
VISCERAL  ANGIOGRAPHY.   (Ger.)   Pokieser, 
H.  (Univ.  1st  Med.  Clin.,  Vienna),  G.  Lechner 
and  H.  Umek.  Eleatromedioa   39(3) : 74-79,  1971. 


7529      VALUE  OF  SCINTISCANNING  OF  THE  LIVER 

IN  CASES  OF  PATHOLOGY  IN  THE  REGION  OF 
THE  RIGHT  SUBPHRENIC  SPACE  AND  THE  RIGHT  HEMI- 
DIAPHRAGM.   (Ger.)   Cadalbert,  M.  (Canton  Hosp., 
Chur,  Switzerland),  T.  Dorta,  A.  Fenner  and  M. 
Schamaun.  Helv.    Chir.    Acta  l^il)  xlTi-n?, ,    1971. 


7531      SERUM  CHOLESTEROL  AND  TRIGLYCERIDES 

DURING  MILD  GLUCOSE  INTOLERANCE.   (E.) 
Danowski,  T.  S.  (U.  Pittsburgh  Dept.  Med.,  Pa.), 
R.  C.  Khurana  and  Y.  Jung.  Am.    J.    Clin.    Nutr. 
2A(7):855-858,  197). 


7532      SENSITIZATION  AFTER  BSP  INJECTION. 

(Ger.)   Fleischhauer,  J.  (Univ.  Psychiatr., 
Clin.,  Basel,  Germany).  Aerztl.    Lab.    17(9): 
3't3-3'»5,  1971. 


7530      AUTOMATED  DIFFERENTIAL  ISOENZYME 

ANALYSIS  II.   THE  FRACTIONATION  OF 
SERUM  ALKALINE  PHOSPHATASES  INTO  'LIVER', 


7533      EXPERIENCES  WITH  DIAGNOSTIC  PERITONEAL 
LAVAGE.   (Ger.)   Stirnemann,  H.  (Univ. 
Surg.  Clin.,  Bern,  Switzerland).  Helv.    Chir. 
Acta   38(3):287-290,  1971. 


^"'"°"""'"^^E]B[E^BB^^^^^:'^:-^:-l:^:^: 
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ESOPHAGUS 


753lt      HIATUS  HERNIA,  PYLORIC  MUSCLE  HYPER- 
TROPHY AND  CONTRACTED  PYLORIC  SEGMENT 
IN  ADULTS.   (E.)   Keet ,  A.  D.  (Karl  Bremer  Hosp., 
Belville,  South  Africa)  and  J.  J.  Heydenrych. 
Am.    J.    Roentgenol.    Radium  Ther.    Nual.    Med.    H3(2): 
217-228,  1971. 

The  association  of  hiatus  hernia  with  a  long, 
contracted  segment  in  the  pyloric  area  of  the 
stomach  was  clinically  and  experimentally  in- 
vestigated and  found  to  occur  in  16. 5^  of  134 
patients  with  hiatus  hernia  upon  barium  meal 
examination.   The  area  involved  was  3-5  cm  long, 
extended  orally  from  the  pyloric  orifice,  was 
smooth-walled  with  no  evidence  of  mucosal  destruc- 
tion, ulceration  or  filling  defect.   While  there 
was  some  inherent  movement,  it  did  not  relax 
completely,  and  normal  "systole"  and  "diastole" 
of  the  area  were  severely  impaired.   Delays  in 
gastric  emptying,  stomach  dilatation,  gastric 
ulcer  or  pernicious  anemia  were  not  present  in 
any  of  the  cases.   Electrical  vagal  stimulation 
in  the  diaphragmatic  hiatus  in  6  dogs,  just  above 
the  gastroesophageal  junction,  caused  similar 
contractions  in  the  pyloric  area  and  was  clearly 
due  to  the  fibers  of  the  muscularis  propria 
known  as  the  sphincter  cylinder  of  the  pyloris, 
fanshaped  muscle  or  canal  is  egestorius.  The 
contracted  segment  was  due  to  hypertrophic  pyloric 
stenosis  in  some  cases  and  was  called  pseudo- 
hypertrophic pyloric  stenosis  in  those  less 
severe  cases  with  similar  anatomic  and  roentgeno- 
graphic  findings. 


7535      BARRETT  ESOPHAGUS.   THE  COLUMNAR- 
EPITHELIAL-LINED  LOWER  ESOPHAGUS.   (E.) 
Burgess,  J.  N.  (U.  Minnesota  Mayo  Grad.  Sch.  Med., 
Rochester),  W.  S.  Payne,  H.  A.  Andersen,  L.  H. 
Wei  land  and  H.  C.  Carlson.  Mayo  Clin.    Proa. 
it6  (10:728-73'*,  1971. 

The  records  of  17  patients  with  columnar-epithelial- 
lined  esophagus  (Barrett  esophagus)  as  diagnosed 
by  radiographic  examination,  esophagoscopy  with^ 
biopsy,  esophageal  manometry  and  mucosal  electrical 
potential  are  reviewed.   Twelve  of  these  patients 
had  radiographic  findings  highly  characteristic 
of  Barrett  esophagus;  that  is,  esophageal  hiatal 
hernia  with  a  widely  dilated  esophagogastric 
junction  and  a  stricture  some  distance  above  this. 
The  most  characteristic  finding  in  esophageal 
motility  studies  in  12  subjects  was  an  elongated 
zone  of  increased  pressure  in  the  region  of  the 
inferior  esophageal  sphincter  when  the  patient 
was  at  rest.   In  9  patients  a  definitive  change 
in  potential  difference  across  the  esophageal 
mucosa  occurred  2-6  cm  above  the  point  of 
respiratory  reversal,  and  indicated  that  the 
change  from  columnar  to  squamous  epithelium 
existed  at  a  point  well  above  the  muscular  eso- 
phagogastric junction  and  the  herniated  gastric 
pouch.   Fourteen  of  the  17  patients  had  esophagitis 
with  linear  ulceration  and  reddening  of  the 


squamous  mucosa  just  above  the  mucosal  junctional 
zone.   Nine  of  these  1^4  patients  had  a  concomitant 
esophageal  stricture  at  the  squamocol umnar  junc- 
tion.  In  every  case,  upon  biopsy,  columnar 
epithelium  could  be  easily  identified  distally 
and  squamous  epithelium  proximally.   In  10  cases 
parietal  cells  were  identified  in  the  glands  of 
the  columnar  epithelium  which  resembled  fundal- 
type  gastric  epithelium.   In  7  cases  with  no 
parietal  cells  the  microscopic  picture  was  that 
of  an  antral-type  epithelium,  and  in  all  cases 
an  abundance  of  goblet-type  mucus-producing  cells 
were  present  both  on  the  surface  epithelium  and 
in  the  walls  and  depths  of  the  glands.   Radio- 
graphic study  and  esophageal  manometry  may  suggest 
the  presence  of  a  Barrett  esophagus  but  endoscopic 
biopsy  is  necessary  to  substantiate  the  diagnosis. 


7536 


ESOPHAGEAL  MONILIASIS.   (E.)   Gonzalez, 
G.  (U.  Kansas  Med.  Ctr.,  Kansas  City). 

Am.   J.   Roentgenol.   Radium  Ther.   Nual.   Med. 

113(2):233-236,  1971. 

The  fluoroscopic  and  roentgenographic  manifesta- 
tions in  2  patients  with  esophageal  moniliasis 
are  reported.   In  the  early  phase  of  infection, 
only  the  superficial  layers  of  the  esophageal 
wall  are  involved,  and  radiologic  changes  are 
absent  or  are  characterized  by  irregularities  of 
the  mucosa  and  slight  alteration  of  the  esophageal 
motility  fluoroscopically.   When  the  disease 
process  extends  into  the  deeper  layers  of  the 
esophageal  wall,  the  esophageal  mucosa  appears 
irregular  and  shaggy  on  X-ray.   Fluoroscopically 
the  transit  of  barium  through  the  esophagus  is 
slowed  by  limited  d i stens i bi 1 i ty  and  motility. 
If  the  contrast  material  penetrates  under  the 
pseudomembranes  which  are  formed,  the  esophagus 
may  have  a  double  contour  appearance.   These 
patients  were  successfully  treated  with  ampho- ^ 
tericin  B  alone  in  1  case  and  with  mycostatin  in 
the  other. 

7537      CHALASIA,  PEPTIC  ESOPHAGITIS,  AND 

HIATAL  HERNIA.   A  COMMON  SYNDROME  IN 
PATIENTS  WITH  CENTRAL  NERVOUS  SYSTEM  DISEASE. 
(E  )   Holmes,  T.  W. ,  Jr.  (U.  California  Dept. 
Surg.,  San  F^ancisc^).  Chest  SO  (S) -.^^^ -^^5 ,    1971. 

A  series  of  103  consecutive  patients  with  spastic 
neuromuscular  disease  producing  a  chalasia  of 
the  cardiac  sphincter  mechanism  and  who  were 
treated  surgically  over  a  period  of  1 1  yr  were 
reported.   Prominent  symptoms  in  all  patients 
were  regurgitation  and  dysphagia  of  increasing 
severity.   All  patients  demonstrated  cardio- 
esophageal  reflux  and  95  had  an  associ ated  si i d i ng 
or  fixed  hiatal  hernia.   Esophagitis  with  bleeding 
and  frequent  stricture  formation  were  observed 
Rare  associated  gastrointestinal  lesions  included: 
prior  peptic  ulcer,  Meckel's  diverticulum, 
annular  pancreas  and  appendiceal  carcinoid. 
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Best  surgical  results  were  obtained  by  vagotomy, 
pyloroplasty,  and  restoration  of  the  angle  of 
Hiss  by  gastroplexy.   Associated  hiatal  hernias 
were  repaired  by  a  transabdominal  technique,  to 
the  left  of  the  esophagus,  most  strictures  then 
remaining  functionally  patent.   Of  92  survivors 
of  surgery,  84  were  improved  significantly.   Four 
of  the  16  patients  with  esophageal  stricture  were 
among  the  operative  deaths.   An  important  feature 
of  care  of  these  patients  was  the  maintenance  of 
an  upright  position  at  meal  times  and  in  the 
immediate  postprandial  period,  also  the  basic 
essential  of  treatment  in  achalasia  of  the  newborn. 


7538      CILIATED  EPITHELIAL  ESOPHAGEAL  CYST. 
(E.)   Vi thespongse,  P.  (U.  Maryland 
Hosp.,  Baltimore)  and  S.  Blank.  Am.    J.    Gastro- 
enterol.   56(5)  :436-'4'tO,  1971. 

A  case  of  a  35  yr-old  female  with  an  asymptomatic 
ciliated  epithelial  esophageal  cyst  in  the  right 
hilar  region  is  presented.   A  right  thoracotomy 
was  performed  and  the  mass  was  found  posterior 
to  the  right  upper  lobe,  densely  adherent  to  the 
esophagus.   The  mass  was  round,  k   cm  in  diameter 
and  contained  greyish,  viscid  fluid.   Microscopi- 
cally, the  mass  consisted  of  a  thick  wall  made 
up  of  two  muscle  layers  and  covered  along  one 
surface  by  a  thin  uniform  layer  of  ciliated 
cuboidal  cells  and  columnar  cells  and  was  diagnosed 
as  nonmal ignant.   Management  of  this  congenital 
anomaly  and  theories  of  development  are  discussed. 
Roentgenographic  diagnosis  is  the  most  dependable 
method  and  esophageal  cysts  should  be  considered 
in  the  diagnosis  of  smooth,  round,  posterior 
mediastinal  tumors.   Surgical  excision  or  enuclea- 
tion is  the  treatment  of  choice. 


7539      FATE  OF  HYPOPLASTIC  LUNGS  AFTER  REPAIR 

OF  CONGENITAL  DIAPHRAGMATIC  HERNIA. 
(E.)   Chatrath,  R.  R.  (Alder  Hey  Child.  Hosp., 
Liverpool,  England),  M.  El  Shafie  and  R.  S.  Jones. 
Arch.    Dis.    Child.    't6  (249)  :633-635 ,  1971. 

Ventilatory  function  was  assessed  in  14  children 
between  6  and  12  yr  of  age  who  had  been  operated 
upon  in  infancy  for  correction  of  congenital 
diaphragmatic  hernias.   Chest  X-rays  were  normal 
in  8  cases,  revealed  left  lung  emphysema  in  3 
and  disclosed  some  elevation  of  the  diaphragm  in 
the  remaining  2.   Forced  expiratory  volume  and 
ventilatory  capacity  were  below  normal  in  these 
children;  however,  values  for  functional  residual 
capacity,  residual  volume,  and  total  lung  capacity 
were  normal.   In  5  cases  the  left  lung  was 
markedly  hypoplastic  at  operation;  forced  expira- 
tory volume  and  ventilatory  capacity  were  de- 
creased in  all  of  these  patients.   Apparently 
the  hypoplastic  lung  had  not  grown  normally, 
despite  having  expanded  to  fill  the  pleural 
cavity. 


7540 


ESOPHAGEAL  INTRAMURAL  D I VERTICULOS I S: 
A  RE-EVALUATION.   (E.)   Smulewicz,  J.  J, 


(Long  Island  Jewish  Hosp.,  Jamaica,  N.  Y.)  and 
J.  Dorfman.  Radiology   1 01 (3) :527-529 ,  1971. 

One  yr  prior  to  the  presently  reported  admission, 
this  woman,  then  65  yr  old,  was  discharged  on 
antituberculosis  medicine  with  a  presumptive 
diagnosis  of  esophageal  intramural  d i vert iculos i s . 
Three  yr  prior  to  that  admission  she  had  undergone 
esophageal  dilatation  for  a  small  web,  which 
provided  6  months  of  relief.   At  this  hospitaliza- 
tion, esophagography  revealed  multiple  out- 
pouchings  throughout  the  entire  length  of  the 
esophagus.   Compared  with  studies  done  1  yr 
earlier,  these  differed  with  respect  to  size, 
shape  and  distribution.   The  roengentologi c 
mucosal  pattern  and  esophagoscopy  suggested  an 
inflammatory  process.   Cultures  and  mucosal 
changes  confirmed  the  diagnosis  of  esophageal 
moniliasis.   A  striking  and  rapid  improvement  in 
the  appearance  of  the  lesion  and  the  disappearance 
of  dysphagia  followed  p.o,  therapy  with  mycostatin. 


7541      PATHOPHYSIOLOGY  AND  MANAGEMENT  OF  ACUTE 

CORROSIVE  BURNS  OF  THE  ESOPHAGUS: 
RESULTS  OF  TREATMENT  IN  285  CHILDREN.   (E.) 
Haller,  J.  A.,  Jr.  (Johns  Hopkins  U.  Sch.  Med., 
Baltimore),  H.  G.  Andrews,  J.  J.  White,  M.  A. 
Tamer  and  W.  W.  Cleveland.  J.    Pediatr.    Surg. 
6(5):578-585,  1971. 

The  effectiveness  of  the  treatment  of  285  children 
with  possible  acute  corrosive  burns  of  the 
esophagus  was  evaluated.   Of  the  235  (82%)  who 
had  immediate  esophagoscopy,  esophageal  burns 
were  demonstrable  in  69  (29%)  and  these  children 
were  treated  with  steroids  and  antibiotics. 
Strictures  developed  in  8  patients  (121)  with 
proven  esophageal  burns  and  all  were  successfully 
treated  by  prolonged  dilatations.   All  of  the  69 
patients  with  proven  burns  remained  free  of 
swallowing  symptoms.   Whereas  immediate  antibiotic- 
steroid  therapy  does  not  completely  eliminate 
esophageal  stricture  formation  after  burns,  it 
seems  to  greatly  decrease  the  incidence,  or  pre- 
vent severe  scarring  which  would  require  replace- 
ment of  the  esophagus  rather  than  dilatation  as 
treatment . 


7542      GASTRIC  DIVISION:   A  SURGICAL  ADJUNCT 

IN  SELECTED  PROBLEMS  WITH  ESOPHAGEAL 
ANOMALIES.   (E.)   Randolph,  j.  G.  (George 
Washington  U.  Sch.  Med.,  Washington,  D.  C), 
W.  P.  Tunell,  J.  R.  Lilly  and  R.  P.  Altman.  J. 
Pediatr.    Surg.    6(5) : 657-663,  1971. 

The  use  of  gastric  division  as  a  surgical  adjunct 
in  the  treatment  of  7  infants  with  specific 
anomalies  relating  to  esophageal  continuity  was 
investigated.   Gastric  division  was  performed  in 
3  patients  for  staging  the  repair  of  esophageal 
atresia  and  tracheoesophageal  fistula,  in  2 
patients  with  esophageal  atresia  and  tracheo- 
esophageal fistula  following  dehiscence  of  the 
primary  esophageal  anastomosis,  in  1  patient 
with  esophageal  dysfunction  with  regurgitation 
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and  life-threatening  aspiration,  and  in  1  patient 
with  tracheal  agenesis.  This  procedure,  which 
transects  the  stomach  in  its  upper  third,  avoids 
a  transthoracic  procedure  in  the  desperately  ill 
child  and  maintains  an  unmolested  mediastinum  for 
future  esophageal  reconstruction.  Although  i.v. 
hyperalimentation  has  proved  life-saving  to  many 
babies,  feeding  through  the  gut  may  be  preferable 
for  the  long-term  maintenance  of  nutrition  if  the 
gastrointestinal  tract  is  available.  Thus,  gas- 
tric division  seems  preferable  to  gastrotomy  and 
retropleural  fistula  division  in  these  esophageal 
anomal ies . 


75J43      ENDOSCOPIC  DIAGNOSIS  OF  ESOPHAGEAL 

VARICES.   (E.)   Dagradi,  A.  E.  (Long 
Beach  VA  Hosp.,  Calif.),  D.  H.  Rodiles,  E.  Copper 
and  S.  J.  Stempien.  Am.    J.    Gastroenterol.    5i>W'- 
371-377,  1971. 

The  reliability  of  esophagoscopic  examination  in 
the  diagnosis  of  esophageal  varices  was  determined 
in  62  successive  patients  undergoing  elective 
esophagoscopic  study.   Esophageal  varices  were 
visualized  and  confirmed  in  50  of  the  62  patients. 
An  observer  variation  of  only  1  cm  was  noted  in 
80%  of  the  cases  and  of  only  2  cm  in  31%   of  the 
cases  in  establishing  the  location  of  the  esophago- 
gastric mucosal  junction.   Large  caliber  varices 
{h+   and  '(+-5+)  were  noted  in  31  patients  by  both 
the  staff  physician  and  resident.   Minor  disagree- 
ment occurred  in  8  instances.   Varices  diagnosed 
in  5  cases  as  't+-5+  by  the  staff  physician  were 
diagnosed  as  h+   by  the  resident  who  had  a  shorter 
period  of  endoscopic  experience,  while  in  3  cases 
the  resident  diagnosed  h+-S+   varices  which  were 
estimated  to  be  *»+  by  the  staff  physician.   Exact 
agreement  in  the  estimation  of  the  longi  t^jdi  nal 
extent  of  the  largest  caliber  of  varices  visualized 
occurred  in  15  (^S%)    of  cases  and  in  28  {%h%)    the 
longitudinal  extent  was  agreed  upon  within  a  dis- 
tance of  ±  2  cm.   Observer  agreement  in  estimating 
the  longitudinal  extent  of  the  more  proximal 
lower  grade  (3+)  varices  in  the  31  patients  that 
demonstrated  h+   and  5+  varices  distal ly  in  the 
esophagus  was  26^  (9  cases)  and  ih%   of  agreement 
within  a  distance  of  ±  2  cm  in  26  cases.   The 
method  seemingly  provides  an  accurate  estimate 
of  the  diameter  and  extent  of  esophageal  varices 
and  may  permit  insight  into  the  natural  history 
of  portal  hypertension  as  it  affects  the  caliber 
and  extent  of  esophageal  varices. 

75/)i(      BASIS  OF  ANTICOAGULANT  AND  FIBRINOLYSIN 

TREATMENT  IN  THE  ACUTE  STAGE  OF 
CHEMICAL  BURNS  OF  THE  ESOPHAGUS.   (Rus.)   Feigin, 
G.  A.  Vestn.    OtorinolaringoZ .    33  Ct) :7t-75,  1971. 


7546      IDIOPATHIC  MUSCULAR  HYPERTROPHY  OF  THE 

LOWER  ESOPHAGUS  AND  PYLORUS  IN  AN 
ADULT.   (E.)   Peison,  B.  (Mercy  Hosp.,  Chicago, 
111.).  Chest   59(6) -.682-687,  1971. 


75/47      ALLOTRANSPLANTATION  OF  THE  ESOPHAGUS. 

(Rus.)   Raynov,  R.  Eksp.    Khir. 
Anestesiol.    16(3):11-15,  1971. 

751(8      CARD  I  OSTOMY  FOR  MALIGNANT  TRACHEO- 
ESOPHAGEAL FISTULA.   (E.)   Akiyama,  H. 
(U.  Tokyo  Sch.  Med.)  and  Y.  Sato.  J.   Abdom. 
Surg.    13(7):1'*'»-150,  1971. 

75/t9      TECHNICAL  POINTS  AND  EXPERIMENTAL  VALUE 

OF  FUNOOPLICATIOH  (NISSEN'S  OPERATION) 
AS  A  TREATMENT  OF  GASTRO-ESOPHAGEAL  REFLUX. 
(Fr.)   Jacquemet,  L.  R.  (Sabourin  Hosp.,  Clermont 
Ferrand,  France),  G.  Glanddier,  J.  J.  Devif  and 
H.  Levadoux.  Lyon  Chir.    67 (3) :235-237 ,  1971. 

7550      SURGICAL  MANAGEMENT  OF  MEGAESOPHAGUS 

DUE  TO  CARDIOSPASM:   FOLLOW-UP  RESULTS 
IN  Ik   OPERATED  CASES.   (It.)   Billia,  P.  (U._ 
Turin  Inst.  Surg.  Anat.,  Italy)  and  F.  Boltri. 
Minerva  Chir.    26(5)  :223-231  .  1971. 


7551 


ASYMPTOMATIC  RIGHT  LOWER  THORACIC  MASS. 

(E.)   Geller,  P.  (Peninsula  Hosp.,  San 
Pedro,  Calif.)  and  H.  \;.  Fogle.  Chest   60(2): 
183-18A,  1971. 


7552 


THE  ESOPHAGUS  IN  DIABETES  MELLITUS: 
CINEFLUOROGRAPHIC  AND  MANOMETRIC 

OBSERVATIONS.   (E.)   Langille,  D.  (Dalhousie  U. 

Dept.  Radiol.,  Halifax,  Nova  Scotia,  Canada), 

B.  S.  J.  Brown  and  J.  J.  Sidorov.  J.    Can.   Assoc. 

Radiol.    22(2):12't-129,  1971. 


7553 


DIAGNOSIS  OF  EARLY  ESOPHAGEAL  CANCER. 

(E.)   Endo,  M.  (Tokyo  Women's  Med. 
Coll.),  S.  Kobayashi  and  H.  Suzuki.  Endoscopy 
(Stuttg.)   3(2):6l-66,  1971. 

755/4      SPONTANEOUS  RUPTURE  OF  THE  ESOPHAGUS. 
(Fr.)   Benoit,  Y.  (Hotel  Dieu,  Sorel , 
Canada),  A.  Poissant  and  M.  Vigneault.  Union 
Med.   Can.    100  (5)  :9'*6-950 ,  1971. 

7555      SPONTANEOUS  RUPTURE  OF  THE  ESOPHAGUS. 

(Fr.)   Lallemant,  Y.  (Beaujon  Hosp., 
Clichy,  France).  Cah.   Med.    1 2 (10) :851 -857,  1971. 


7545      RECURRENT  GASTROINTESTINAL  BLEEDING 

WfTH  HIATUS  HERNIA.   (E.)   Goldfinger, 
S.  E.  (Massachusetts  Gen.  Hosp.,  Boston)  and  B. 
Castleman.  N.    Engl.    J.    Med.    285 (2) : IO3-I 1 3  , 
1971. 


7556      RECURRENT  HIATAL  HERNIA  IN  CHILDHOOD. 

(Ger.)   Von  Der  Oelsnitz,  G.  (City 
Hosp.,  Bremen,  Germany)  and  F.  Rehbein. 
Praxis   15(2)  :233-2't't,  1971. 
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7558 


REFLUX  AND  HERNIA.   (E.)   Anonymous 
Br.   Med.   J.    3  (5768) : 205-206,  1971. 


PROBLEMS  OF  RETROSTERNAL  ESOPHAGOPLASTY 
WITH  RIGHT  ILEOCOLON  IN  A  CASE  OF 

GASTRIC  RESECTION  AFTER  INGESTION  OF  NITRIC  ACID. 

(Rum.)   Petrescu,  C.  (Municipal  Emergency  Hosp. , 

Bucharest,  Rumania),  E.  Cerchez  and  A.  Poenaru. 

Chirurgia   (Buour. )   20(6) :503-510,  1971. 


INTUBATION.   (Fr.)   Irrmann  Rapp,  C.  (CHU  Dept. 
Anesthesiol . ,  Strasbourg,  France),  G.  Morand, 
J.  P.  Witz  and  J.  P.  Gauthier  Lafaye.  Anesthesiol. 
Analg.   Reanim.    28(2) : 371 -375  ,  1971. 


7568      INTRALUMINAL  MANOMETRY  IN  THE  STUDY  OF 

ESOPHAGEAL  DISEASE.   (Sp.)   Benages 
Martinez,  A.  (Sch.  Med.  Valencia,  Spain),  R. 
Garcia  Civera  and  M.  Tomas  Ridocci.  Med.    Esp. 
65(384) :170-l8l,  1971. 
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7559      HIATAL  HERNIAS  WITH  MASSIVE  ALIMENTARY 
TRACT  HEMORRHAGES.   (Rum.)   Iliescu,  G. 
(Alex.  Sahia  Hosp.,  Bucharest,  Rumania)  and  G. 
Popa.  Chimirgia    (Buour.)    20(5) :459-A63,  1971. 


7560      FUNCTIONAL  ADAPTATION  OF  PATIENTS 

OPERATED  ON  FOR  CANCER  OF  THE  OESOPHAGUS. 
(Rum.)   Gavriliu,  D.  (C.  Davila  Hosp.,  Bucharest, 
Rumania),  E.  Albu  and  A.  Grigorescu.  Chirurgia 
(Buour.)   20(6):A8l-'»90,  1971, 


7561      SPONTANEOUS  RUPTURE  OF  THE  ESOPHAGUS: 
BOERHAAVE'S  SYNDROME.   (E.)   Bolooki, 
H.  (U.  Miami  Sch.  Med.,  Fla.),  I.  Anderson,  C. 
Garcia  Rivera  and  J.  R.  Jude.  Ann.    Surg.    17'*(2): 
319-32'*,  1971. 


7562      TUBERCULOSIS  OF  THE  ESOPHAGUS.   (Fr.) 

Tessier,  J.  P.  and  P.  Grelet.  Bordeaux 
Med.    4(4): 1165-1 170,  1971. 


7563  TUBERCULOUS  STRICTURE  OF  THE  ESOPHAGUS; 
REPORT  OF  A  PATIENT  SUCCESSFULLY 

TREATED  BY  COLON  INTERPOSITION.   (E.)   Montes,  I. 
(Case  West.  Reserve  U.  Div.  Thorac.  Surg., 
Cleveland,  Ohio),  E.  Larsen,  0.  Haiderer  and 
J.  H.  Kennedy.   CTzest  60 (2) :  194-195 ,  1971. 

7564  PALLIATIVE  TREATMENT  OF  CANCER  OF  THE 
ESOPHAGUS:   FURTHER  EXPERIENCES  WITH 

DOUBLE  BARREL  TUBING.  (Ger.)  Stirnemann,  H. 
(Univ.  Surg.  Clin.,  Bern,  Switzerland)  and  B. 
Kammer.   CTztrur^  42(3) :  1 30-1  33,  1971. 

7565  RADIOLOGICAL  ASPECTS  OF  HIATUS  HERNIA. 
A  SURVEY.   (Sw.)   Sundgren,  R.  (Cent. 

Hosp.,  Kristianstad,  Sweden).  Nord.    Med.    85(20): 
613-617,  1971. 


7566      THE  SURGICAL  INDICATION  IN  HERNIA  OF  THE 

ESOPHAGEAL  HIATUS  AND  IN  INSUFFICIENCY 
OF  THE  CARDIA.   (Ger.)   Rossetti,  M.  (U.  Basel 
Dept.  Surg.,  Switzerland).   Z.  Allgemein  Med. 
47(18) :940-94l ,  1971. 


7569      METHODS  OF  RADIOTHERAPY  OF  ESOPHAGEAL 
CARCINOMA  WITH  MEGAVOLTAGE  RADIATION. 
(Ger.)   Alth,  G.  (U .  Vienna  Radiol.  Clin.). 
Radiol.    Clin.    Biol.    40(4)  :243-253,  1971. 


7570      REPORT  OF  A  CASE  OF  REGIONAL  INTERSTITIAL 

ESOPHAGITIS  SIMULATING  CROHN'S  DISEASE. 
(Fr.)   Jacquemet,  L.  R.  (Sabourin  Hosp.,  Clermont 
Ferrand,  France),  G.  Glanddier  and  G.  Coquelet. 
Lyon  Chir.    67  (3) :2l4-2l6,  1971. 


7571      UNUSUAL  METHOD  OF  PLASTIC  REPAIR  OF 

THE  THORACIC  ESOPHAGUS.   (Cz.)   Kuntzen, 
H.  (Friedrich  Schiller  U.  Surg.  Clin.,  Jena, 
Germany).  Cas.    Lek.    Cesk.    1 10 (28-29) :665-667, 
1971. 


7572 


(E.) 


A  LARGE  PHARYNGEAL  DIVERTICULUM. 

Morris,  T.  M.  0.  (Cambridge  Milit. 
Hosp.,  Aldershot,  England)  and  P.  J.  M.  Wright. 
Br.   J.    Surg.    58 (7) :548-550 ,  1971. 


7573      AIR  COLLECTIONS  IN  THE  CERVICAL  SEGMENT 

OF  THE  ESOPHAGUS  VISIBLE  ON  LATERAL 
FILMS  OF  THE  CERVICAL  SPINE  AS  A  ROENTGENOLOGIC 
SIGN  OF  DYSPHAGIA.   (Ger.)   Reinhardt,  K.  (Dist. 
Hosp.,  Volkl ingen/Saar,  Germany).  Fortsahr. 
Geb.    Roentgenstr.    Nuklearmed.    115(0:118-119, 
1971. 


7574       RECONSTRUCTION  OF  SUBCUTANEOUS  ARTIFICIAL 

ESOPHAGUS  INTO  RETROSTERNAL  FORM. 
(Rus.)   Petrov,  B.  A.  and  A.  P.  Sitnik. 
Khirurgiia   (Mosk. )   47(7) : 131-135 ,  1971. 


7575 

Gross , 
and  A. 
1971. 


RELIEF  OF  STRICTURE  IN  THE  CERVICAL 
ESOPHAGUS  BY  Z  PLASTY  TECHNIQUE.   (E.) 
W.  (U.  Tennessee  Med.  Sch.,  Memphis) 
Harris.  Laryngoscope   81 (5) :658-662, 


7576      TREATMENT  OF  BLEEDING  ESOPHAGEAL 
7567      PERFORATION  OF  THE  UPPER  ESOPHAGUS.  VARICES.   (E.)   Anonymous.  Lanoet 

AN  UNUSUAL  COMPLICATION  OF  ENDOTRACHEAL      1(7710:1225-1226,  1971. 
See  also  numbers:   7469,  7513,  7519,  7638 
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7577 


LATE  FOLLOW-UP  STUDIES  AFTER  OPERATION 


FOR  CONGENITAL  PYLORIC  STENOSIS.   (E.) 
Wanscher,  B.  (Community  Hosp.,  Copenhagen)  and 
H.-E.  Jensen.  Saand.    J.    Gastroenterol.    6(7): 
597-599,  1971. 

A  follow-up  of  I't  congenital  pyloric  stenosis 
patients  treated  with  Fredet-Ramstedt  pylorotomy 
revealed  that  8  had  slight  periodic  symptoms:^ 
epigastric  burning  sensation,  and  acid  regurgitation 
occasionally  relieved  by  food.   Two  had  marked 
symptoms  of  the  same  nature.   Barium  meal  studies 
in  12  patients  showed  no  abnormality  of  the 
pylorus  or  duodenal  bulb;  retention  was  seen  in 

2  patients  who  showed  no  symptoms.   Eight  patients 
had  fasting  gastric  aspirates  more  than  100  ml; 

3  had  food  remnants  in  the  aspirate,  despite  8 
hr  fasting.   Following  pentapeptide  stimulation, 
volume  secretion  was  about  kO%   higher  than  in 
normal  individuals,  but  peak  acid  output  was 
within  normal  limits.   None  of  the  patients  had 
symptoms  of  dumping. 


7578      THE  EFFECT  OF  SOME  ANT ITUBERCULOUS 

DRUGS  UPON  THE  UPPER  GASTROINTESTINAL 
TRACT:   AN  EXPERIMENT  WITH  PARA-AM  I NOSAL I CYL I C 
ACID,  ISONIAZID,  AND  STREPTOMYCIN.   (E.)   Varis, 
K.  (Univ.  Cent.  Hosp.,  Helsinki),  R.  Koskinen,  J. 
Jussila,  T.  Rytomaa,  S.  Tarpila  and  K.  Launiala. 
Soccnd.   J.    Gastroenterol.    6(7)  :589-595,  1971. 

During  treatment  with  ant i tuberculous  drugs  2  of 
6  patients  had  inflammatory  cell  reactions 
similar  to  chronic  superficial  gastritis.   In  all 
cases  eosinophils  in  the  gastric  mucosa  increased 
after  2  weeks  of  treatment  and  returned  to  normal 
levels  after  12  weeks  in  k   patients.   Eosinophils 
also  increased  in  the  intestinal  mucosa  but  not 
as  markedly.   Di saccharidase  activity,  but  not 
protein  content,  of  the  small  intestinal  mucosa 
decreased  during  the  first  2  weeks  of  treatment. 
Absorption  of  fats  and  para-ami nosal i cyl i c  acid 
were  essentially  normal,  while  SCOT  levels  rose 
in  all  patients  to  the  normal  upper  limit.   Sub- 
jective gastrointestinal  symptoms  showed  no 
correlation  with  objective  findings  of  the  state 
of  the  upper  digestive  system.   The  nature  of 
possible  liver  damage  in  the  present  patients 
may  be  toxic  rather  than  allergic. 


7579 


ACUTE  HAEMORRHAGIC  GASTRITIS:   MODERN 
CONCEPTS  BASED  ON  PATHOGENESIS.   (E.) 

Ivey  K.  J.  (Roy.  Prince  Alfred  Hosp.,  Camperdown, 

Australia).  Gut   12 (9) :750-757,  1971. 


hemorrhagic  gastritis,  and  in  these  patients, 
massive  bleeding  results  in  more  than  50%  mortal i 
Salicylates  and  acute  hemorrhagic  shock  in  the 
presence  of  adequate  concentrations  of  acid  can 
both  produce  an  acute  hemorrhagic  gastritis,  and 
in  both  cases  there  is  an  increased  back  diffusic 
of  hydrogen  ions  across  the  gastric  mucosa. 
Neutralization  of  the  gastric  contents  should  be 
accomplished  as  early  as  possible  with  a  continu( 
intragastric  infusion  of  a  sodium  bicarbonate 
solution  (e.g.  1  mEq/ml  at  the  rate  of  1,000 
mEq/2'4  hr)  as  this  prevents  the  development  of 
bleeding  and  erosions.   Vagotomy  (and  pyloro- 
plasty) may  be  effective  in  less  severe  cases  by 
reducing  acid  secretion  and  mucosal  blood  flow  b 
complete  gastrectomy  may  be  necessary. 

7580      RADIOGRAPHIC  DEMONSTRATION  OF  GASTRIC 

VARICEAL  BLEEDING.  (E.)  Hourigan, 
K.  J.  (Roy.'  Free  Hosp.,  London).  Gut  12(10): 
822-82i»,  1971. 

Emergency  percutaneous  splenoportography  was 
used  to  demonstrate  an  actively  bleeding  gastric 
varix  in  a  65  yr-old  woman  known  to  have  primary 
biliary  cirrhosis  with  portal  hypertension  and 
esophagogastric  varices.   During  the  k   days 
following  her  admission,  standard  medical  procec 
failed  to  control  the  bleeding  and  a  total  of  2^ 
units  of  whole  blood  was  given.   Rad iologi cal ly , 
the  striking  feature  was  a  blush  in  the  region 
of  the  gastric  fundus  just  seen  at  two  seconds, 
interpreted  as  extravasation  from  a  short  gastr 
collateral.   In  subsequent  films  the  blush  en- 
larged and  became  rounded,  finally  "targeting" 
with  central  fading,  remaining  as  a  distinct 
density  after  all  i.v.  contrast  had  cleared. 
An  emergency  end-to-side  portacaval  shunt  was 
performed  but  bleeding  from  the  upper  gastro- 
intestinal tract  continued  and  was  complicated 
by  progressive  oliguric  renal  failure.   The 
patient  died  on  the  thirteenth  postoperative  da' 


The  pathogenesis  and  management  of  acute  hemorrhagic 
gastritis,  a  condition  of  acute  diffuse  super- 
ficial erosions  or  multiple  petechial  hemorrhages 
of  the  gastric  mucosa,  which  is  usually  confined 
to,  or  predominant  in,  the  fundal  region,  is 
reviewed.   Twenty-five  percent  of  all  cases  of 
gastrointestinal  bleeding  are  due  to  acute 


7581 


ASPIRIN  AND  ALCOHOL  IN  GASTROINTESTlNi 
HAEMORRHAGE.   (E.)   Needham,  C.  D. 
(Roy   Infirm.,  Aberdeen,  Scotland),  J.  Kyle, 
P  F  Jones,  S.  J.  Johnston  and  D.  F.  -Kerridge. 
GMt  i2(10):8l9-821,  1971. 

The  role  of  aspirin,  alcohol  and  a  combination 
of  both  in  the  causation  of  gastrointestinal 
hemorrhage  was  studied  in  817  patients  admitted 
for  gastrointestinal  bleeding  and  300  controls. 
Of  the  817  patients,  17%  of  the  men  and  6.5%  of 
the  women  had  taken  alcohol  before  admission, 
while  2k%   and  3%,  resp.,  of  the  controls  had 
done  so.   Twenty-six  percent  of  the  men  and  24? 
of  the  women  in  the  patient  group  had  taken 
aspirin,  as  compared  with  9%  and  12%,  resp.,  in 
one  control  group,  and  6%  and  l'4%,  resp.,  in  t^ 
other.   The  association  between  bleeding  and^ 
aspirin  v/as  highly  significant  in  patients  with 


908 


STOMACH 


duodenal  ulcer,  gastric  ulcer  and  gastritis.   A 
synergistic  effect  was  observed  between  aspirin 
and  alcoliol  in  those  patients  who  had  consumed 
both,  the  duodenal  ulcer  group  showing  the  highest 
level  of  significance.   In  the  non-peptic  group, 
however,  there  is  no  suggestion  of  anyeffect. 


7582      EPIDEI1I0L0GICAL  APPROACHES  TO  THE 

AETIOLOGY  OF  CHRONIC  ATROPHIC  GASTRITIS. 
(E.)   Berndt,  H.  (Inst.  Cancer  Res.,  Berlin). 
Digestion  hih) -.2502-5^,    1971. 

A  review  of  the  literature  (17  references). 


7583      GASTRIC  SECRETION  OF  CALCIUM  AND  IN- 
ORGANIC PHOSPHORUS  IN  PATIENTS  I^ITH 
PRIMARY  HYPERPARATHYROIDISM.   (E.)   Christiansen, 
J.  (Solbakken  20,  Virum,  Denmark)  and  P.  Aagaard.' 
Saand.    J.    Gastroenterol.    6  (6)  :569-572,  1971. 

ren  patients  with  primary  hyperparathyroidism 
without  gastric  or  duodenal  ulcers  and  20  control 
patients  were  studied.   [Basal  gastric  calcium 
:oncentration  as  well  as  output  was  higher  in 
satients  with  hyperparathyroidism,  especially 
)ver  the  first  15  min.   By  contrast,  histamine- 
stimulated  secretion  values  were  the  same  in  both 
jroups;  concentration  fell  and  output  remained 
inchanged.   No  difference  between  the  2  groups 
;ould  be  demonstrated  in  basal  or  in  stimulated 
;ecretion  of  phosphate.   Gastric  concentration, 
)ut  not  output,  seems  to  rise  with  increasing 
lerum  calcium.   No  conclusions  as  to  the  signifi- 
:ance  of  the  increased  basal  gastric  calcium 
iecretion  in  ul cerogenes i s  could  be  made. 


'58'*      EFFECTS  OF  HISTAMINE  ACID  PHOSPHATE  AND 

PENTAGASTRIN  ON  GASTRIC  SECRETION  IN 
lORMAL  HUMAN  SUBJECTS  AND  IN  PATIENTS  WITH  VARIOUS 
ASTRODUODENAL  DISEASES.   (E.)   Aubrey,  D.  A. 
Welsh  Natl.  Sch.  Med.,  Cardiff)  and  A.'  P.  H. 
orrest.  Ann.    Surg.    1 7't  (5)  :866-879,  I971. 

ormal  controls  (10)  and  patients  with  gastro- 
uodenal  diseases  (12  with  duodenal  ulcer,  6  with 
astric  ulcer,  h   with  atrophic  gastritis  and  5 
ith  pernicious  anemia)  received  increasing  serial 
.V.  doses  of  0.15-12.0  ug/kg/hr  of  pentagastrin 
r  1.0-80.0  yg/kg/hr  of  histamine  acid  phosphate, 
astric  acid  secretion  was  similar  with  both 
gents  while  maximal  outputs  of  pepsin  were 
reater  with  histamine.   Maximal  secretion  of 
oth  acid  and  pepsin  was  seen  with  kO   ug/kg/hr  of 
istamine  and  6.0  pg/kg/hr  of  pentagastrin.   In 
ach  group  of  patients,  the  electrolyte  concen- 
rations  in  the  gastric  juice  did  not  vary  with 
he  2  agents.   Electrolyte  interrelationships 
ere  normal  in  controls  and  patients  with  duodenal 
leer,  but  not  in  the  other  patients.   While  the 
elationships  between  the  concentrations  of  H+ 
nd  Na+  were  the  same  in  patients  with  atrophic 
astritis  and  gastric  ulcer,  in  both  groups 
here  were  higher  than  normal  concentrations  of 


Na   in  the  gastric  juice  at  low  acidity.   With 
an  increasing  rate  of  gastric  secretion,  the 
gastric  juice  contained  relatively  less  of  the 
nonparietal  component,  but,  at  comparable  H+ 
concentrations,  the  mean  percentage  volumes  of 
the  nonparietal  component  in  the  gastric  juice 
were  not  significantly  different  in  the  various 
groups. 


7585      IMMUNOHISTOLOGICAL  STUDIES  ON  GASTRIC 

MUCOSAL  GLYCOPROTEIN  IN  GASTRIC  CARCINOMA. 
(E.)   Kawasaki,  H.  (Kurume  U.  Sch.  Med.,  Japan), 
K.  Imasato  and  E.  Kimoto.  Gann   62  (3) : 1 71 -  1 76 
1971. 

Mucosal  glycoprotein  was  isolated  from  normal 
human  gastric  mucosa  obtained  at  autopsy.   Rabbits 
were  immunized  with  this  glycoprotein,  and  the 
Y-globulin  isolated  from  the  pooled  antisera  was 
conjugated  to  fluorescein  i soth iocyanate.   This 
conjugated  substance  was  then  used  for  the 
immunofluorescence  staining  of  gastric  carcinomas. 
There  was  intense  fluorescence  with  carcinoma 
cells  of  carcinoma  simplex  which  showed  irregularly 
dissociated  patterns  within  the  mucosa  and  those 
which  infiltrated  diffusely  into  the  submucosal 
and  muscular  layers.   The  fluorescence  correlated 
well  with  spots  staining  with  periodic  acid-Schiff 
rather  than  with  Alcian  Blue.   There  was  very 
little  fluorescence  in  the  case  of  adenocarcinomas 
with  well  differentiated  glandular  structures 
within  the  mucosa  of  tubular  and  papillary  form 
and  containing  little  cytoplasmic  mucus,  even  in 
the  cases  of  nucocellular  or  muconodular  patterns. 
There  was  faint  fluorescence  in  the  sites  of 
marked  metaplasia  and  abundant  staining  with 
Alcian  Blue.   Less  differentiated  adenocarcinoma 
cells  within  the  submucosal  and  muscular  layers 
fluoresced  wel 1 . 


7586      GASTRIC  SECRETORY  AND  SEROLOGIC  STUDIES 
ON  PATIENTS  \/ITH  NEOPLASTIC  AND  IMMUNO- 
LOGIC DISORDERS.   (E.)   Twomey,  J.  J.  (VA  Hosp., 
Houston,  Tex.),  A.  H.  Laughter,  N.  D.  Villanueva, 
Y.  S.  Kao,  M.  D.  Lidsky  and  P.  H.  Jordan,  Jr. 
Arah.    Intern.   Med.    1 28  (5) :  7't6-7't9 ,  1971. 

Twenty-one  patients  with  multiple  myeloma,  10 
with  rheumatoid  arthritis,  and  10  with  other 
lymphoprol iferative  disorders  (leukemia,  Hodgkin's 
disease,  lymphosarcoma)  were  given  2-hr  gastric 
acid  and  intrinsic  factor  secretory  capacity 
tests.   Total  volume,  HCl  and  intrinsic  factor 
content  in  gastric  aspirates  from  each  group  of 
patients  was  reduced,  being  least  reduced  in 
rheumatoid  arthritis.   A  52-yr-old  man  with 
multiple  myeloma  had  betazole  fast  achlorhydria 
with  minimal  intrinsic  factor  secretion  and 
histologic  evidence  of  atrophic  gastritis.   A 
'tS-yr-old  man  with  chronic  lymphocytic  leukemia 
and  a  50-yr-old  man  with  lymphocytic  lymphosarcoma 
also  showed  impaired  gastric  secretory  studies 
and  Schilling  tests.   Parietal  cell,  intrinsic 
factor-vitamin  B^2  blocking,  and  anti-nuclear 
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antibodies  were  not  detected  in  serum  from  any 
of  the  patients.   tJone  of  the  patients  had  re- 
duced serum  levels  of  vitamin  6,2-   Four  pat ients 
with  multiple  myeloma  gave  family  histories 
pertinent  to  the  diagnosis  of  pernicious  anemia. 
Intrinsic  factor  secretion  declines  with  prolonged 
survival  in  multiple  myeloma.   In  contrast,  there 
seems  to  be  a  close  relationship  between  the 
onset  of  idiopathic  delayed  onset  IgG  deficiency 
and  coexistent  pernicious  anemia. 


7587 


VOLVULUS  OF  THE  STOMACH.   A  REVIEW  WITH 
A  REPORT  OF  8  CASES.   (E.)   Wastel 1 ,  C. 

(Westminster  Hosp. ,  London)  and  H.  Ellis.  Br.    J. 

Surg.    58(8): 557-562,  1971. 

All  of  the  cases  were  examples  of  the  organo-axi al , 
chronic  anterior  type.   Classification  of  gastric 
volvulus  was  broken  down  into  type,  extent, 
direction,  etiology  and  severity  and  was  based  on 
206  patients  reported  in  various  papers  and  the 
present  8  cases.   Organo-axial  volvulus  occurs 
around  a  line  from  the  pylorus  to  the  esophago- 
gastric junction  and  was  present  in  59^  of  al 1 
cases,  while  the  rest  were  mostly  of  the  mesenterio- 
axial'type,  which  occurs  around  the  axis  running 
from  the  center  of  the  greater  curvature  of  the 
stomach  to  the  porta  hepatis.   With  both  types  of 
volvulus  the  extent  of  involvement  of  the  stomach 
was  invariably  total,  and  partial  involvement 
was  usually  observed  only  in  acute  cases.   Anterior 
rotation  of  either  the  transverse  colon  (organo- 
axial)  or  pylorus  (mesenterio-axial )  was  by  far 
the  more  common  direction  of  each  volvulus  as  was 
expected  on  anatomical  grounds.   Seventy-four 
and  63%   of  the  cases  of  organo-axial  and 
mesenterio-axial  volvulus,  resp.,  were  secondary 
to  or  occurred  in  the  presence  of  intra-abdominal 
disease,  such  as.  congenital  or  acquired  herniation 
of  the  stomach  through  the  diaphragm.   One-third 
of  the  cases  were  idiopathic  in  that  they  were 
not  associated  with  any  abnormality  or  disease 
of  the  abdomen.   Over  (>0%   of  the  2  types  of 
volvulus  were  of  the  acute  type  presenting  an 
abdominal  emergency  with  either  strangulation  or 
obstruction  of  the  stomach  as  opposed  to  the 
symptom-free  chronic  type.   Poor  prognosis  was 
associated  with  acute  volvulus  by  the  fact  that 
20  of  36  patients  (56°^)  and  31  of  73  patients 
(k2%)    died  with  acute  mesenterio-axial  and 
organo-axial  volvulus,  resp.;  whereas,  only 
slightly  over  101  of  the  patients  with  chronic 
volvulus  of  either  type  died.   The  peak_ i nci dence 
of  cases  for  men  and  women  was  in  the  fifth 
decade  and  was  equal  in  incidence  for  both  sexes. 
Gastric  volvulus  is  rare  and  can  exist  without 
symptoms,  but  acute  gastric  volvulus,  occurring 
in  a  patient  who  has  had  acute  symptoms,  requires 
immediate  surgical  treatment. 


7588 


ACUTE  VOLVULUS  OF  THE  STOMACH  IN 
INFAIITS  AND  CHILDREN.   (E.)   Cole, 

B.  C.  (Naval  Hosp,  St.  Albans,  N.  Y.)  and  S.  J. 

Dickinson.  Surgery   70 (5) : 707-71 7,  1971. 


Two  cases  of  infantile  acute  gastric  volvulus  in 
infants  (newborn  and  5  months  old)  are  reported 
and  the  literature  is  reviewed  (58  references). 
The  authors  recommend  a  classification  based  on 
a  modification  of  Singleton's  classification: 
type  as  either  mesenteri oaxi al  or  organoaxial ; 
direction  as  anterior  or  posterior;  etiology  as 
idiopathic  or  secondary  to  disease  or  abnormal i ty 
in  the  stomach  or  adjacent  organs  or  in  their 
fixation.   Diaphragmatic  abnormal i ties  were 
involved  in  both  these  cases  as  well  as  in  a 
majority  of  those  in  the  literature.   The  chief 
symptom  of  gastric  volvulus  was  vomiting  or 
retching,  whicy  may  or  may  not  be  productive. 
The  other  components  of  the  triad  of  Borchardt 
(acute  localized  distention  of  the  stomach  and 
difficulty  or  impossibility  of  passage  of  a  naso- 
gastric tube)  may  be  difficult  to  evaluate  in 
this  age  group.   Early  surgical  intervention  is 
recommended  and  should  include  fixation  of  the 
stomach  after  reduction  of  the  volvulus.   In 
infants  this  is  easily  accomplished  by  gastrostomy 
which  also  serves  as  a  means  of  postpperat i ve 
gastrointestinal  decompression. 

7589      ULCER  LIKE  CANCER  OF  THE  ANTERIOR  PART 

OF  THE  GREATER  CURVATURE  OF  THE  STOMACH. 
(Fr.)   Henrion,  C.  J.    Beige  Radiol.    5'*(3): 
'4l3-'tl'»,  1971. 


7590 


INDUCTION  OF  CARCINOMA  OF  GLANDULAR 
STOMACH  IN  RATS  BY  LOCAL  APPLICATION 
OF  7  12-DIMF.THYLBENZ[a]ANTHRACENE.   (E.) 
Takahashi,  T.  (Kyoto  Prefectural  U.  Med   Japan), 
T.  Yanagisawa  and  S.  Majima.  Gann   62  (I*)  :259-265, 
1971. 

7591  GASTRIC  PHYTOBEZOAR  FOLLOWING  GASTRECTOI 
(E.)   Sanderson,  I.  (\tomen's  Coll. 

Hosp.,  Toronto,  Ontario,  Canada),  0.  Ibberson 
and  E.  B.  Fish.  Can.  Med.  Assoc.  J.  lOi^dZ): 
1115-1119,  1971. 

7592  SULPIRIDE  IN  TREATMENT  OF  GASTRIC 
INTOLERANCE  TO  ANTITUBERCULOSIS  ANTI- 
BIOTICS.  (Fr.)   Estrader,  M.  F.,  G.  Lalevee  and 
A.  Fraisse.  J.   Med.    Chir.    Prat.    1'.2(1 5)  =588-595, 
1971. 


7593 


FIBERGASTROSCOPY  IN  SUPERFICIAL 
EPITHELIOMAS  OF  THE  STOMACH  (10  CASES). 
(Fr.)   Liguory,  C.  (St.  Antoine  Hosp.,  Paris), 
M.  Huguier  and  J.  Conte  Marti.  C}^^rurg^e   31 W- 
US-liJl,  1971. 


759^ 


TOTAL  GASTRECTOMY.   AN  OPERATION  OF 
NECESSITY  IN  GASTRIC  NEOPLASM.   (Rum. 

Bancu,  E.  (1st  Surg.  Clin.,  Tirgu  Mures 

D.  Radu  and  M.  Herman. 

A03-'i06,  1971. 


Rumania, 
Chirurgia   (Buaur.)   20(5) 
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7595      A  NEW  GASTROPLASTY  PROCEDURE  WITH  DOUBLE 

LOOP.   (Rum.)   Matei,  A.  M.  (Colentina, 
Surg.  Clin.,  Bucharest,  Rumania).  Chirurgia 
(Buaur.)   20 (6) : 527-536,  1971.' 


7596      GASTRIC  INFLAMMATORY  TUMOURS  (DIAGNOSTIC 

DIFFICULTIES).   (Rum.)   Setlacec,  D. 
(Fundeni  Clin.,  Hosp. ,  Bucharest,  Rumania),  G. 
Niculiu  and  B.  Marinescu.  Chirurgia    (Buour.) 
20(5):385-39A,  1971. 


7597      RESULTS  OF  SURGICAL  AND  CONSERVATIVE 

TREATMENT  OF  GASTRODUODENAL  HEMORRHAGES, 
(Ger.)   Roeder,  H.  U.  (Cent.  Hosp.,  Bremen, 
Germany).  Bruns  Beitr.    Klin.    Chir.    218(7)- 
627-632,  1971. 


7598 

(Rus.) 
1971. 


VARIANTS  IN  THE  STRUCTURE  OF  THE  GASTRIC 
MUCOUS  MEMBRANE  IN  CHRONIC  GASTRITIS. 
Lisochkin,  B.  G.  Arkh.    Patol.    33(7): (78), 


7599      SUPERFICIAL  CARCINOMA  OF  THE  STOMACH. 
VALUE  OF  PERORAL  GASTRIC  BIOPSY  UNDER 
DIRECT  VISION.   (Fr.)   Liguory,  C.  (Saint  Antoine 
Hosp.,  Paris),  F.  Bodin  and  P.  Fouet.  Ann.    Med. 
Interne    (Paris)    122  (6-7)  :7'43-7't6,  1971. 


7600      VALUE  OF  THE  GASTROCYTOGRAM  IN  NON- 
MALIGNANT  STOMACH  DISEASE.   (Ger.) 
Miczban,  I.  (Janos  State  Hosp.,  Budapest,  Hungary) 
Diagnostik  k (3):] 27-] 28,    1971. 


7601      RANGE  OF  USEFULNESS  OF  RADIOGRAPHY  OF 

THE  STOMACH  UNDER  OUTPATIENT  CONDITIONS. 
TECHNIC  AND  APPRAISAL  OF  GASTRIC  RADIOLOGY.   (Ger.) 
Bopp,  J.  (Local  Hosp.,  Bielefeld,  Germany).  Med. 
Welt   22(31-32):1236-1239,  1971. 


7602      STUDIES  OF  THE  SECRETORY  AND  MOTOR 
FUNCTION  OF  THE  STOMACH  IN  WORKERS 
WITH  VIBRATING  INSTRUMENTS.   (Bui.)   Yasov,  K. 
and  S.  Kambourov.  Med.    Probl.    (Plovdiv)    23  (3-'*)  • 
83-88,  1971. 


7603      PROBLEMS  POSED  BY  VOLUMINOUS  GASTRIC 

TUMORS.   (Fr.)   Lataix,  P.,  J.  Delage 
and  P..  L.  Chiapponi.  Rev.    Cent.    Hosp.    Univ. 
(Paris)    l8:'t3-')6,  1971. 


760/»      COMBINED  X-RAY  DIAGNOSIS  OF  CARCINOMA 

OF  THE  STOMACH.   VALUE  OF  PARI ETOGRAPH I C 
ANGIOGRAPHIC  AND  PAR  I ETO  ANGIOGRAPHIC  EXAMINATIONS. 
(Ger.)   Leyda,  H.  (Humboldt  U.  Inst.  Roentgenol., 
Berlin),  W.  Munster,  G.  A.  Kutschinski  andB.  V. 
Dobrovolski.  Radiol.    Diaqn.    (Berl.)    12(1) -57-67 
1971  .  ^    I    Ji      I , 

See  also  numbers:   7^86,  7487,  7^96,  7501 


7605      SURGICAL  THERAPY  OF  GASTRIC  CANCER  AND 

ITS  LONG  TERM  RESULTS.   (Ger.) 
Schuster,  G.  (Northwest  Hosp.,  Frankfurt/M. , 
Germany),  W.  Hartel  and  J.  Lenz.  Med.    Klin. 
66(15)  :5't't-5't7,  1971. 


7606      CARCINOMA  OF  STOMACH  hO   YEARS  AFTER 

GASTROENTEROSTOMY.   REPORT  OF  A  CASE. 
(E.)   Prots,  R.  A.  (VA  Hosp.,  Des  Moines,  Iowa) 
and  L.  R.  Dragstedt,  II.  Ohio  State  Med.    J. 
67(6):521-525,  1971. 


7607  PRESENT  VIEWS  ON  THE  MECHANISM  OF 
GASTROINTESTINAL  BLEEDING  AFTER  INGES- 
TION OF  SALICYLATES.   (Pol.)   Judkiewicz,  L. 
(Inst.  Intern.  Med.,  Lodz,  Poland)  and  T. 
Olszanska.  Pol.    Tyg.    Lek.    26 (27) : 1053-1 055 ,  1971 

7608  IATROGENIC  STOMACH  RUPTURE.   (Rum.) 
Andreoiu,  C.  (2nd  Hosp.,  Ploiesti, 

Rumania),  0.  Mantz  and  R.  Bellu.  Chirurgia 
(Buour.)    20(6):537-5AO,  I971. 


7609      INTRAGASTRIC  INVAGINATION  OF  EFFERENT 

LOOP  IN  BILLROTH  II  GASTRECTOMY. 
REPORT  OF  A  CASE.   (Por.)   Ceneviva,  R.  (U.  Sao 
Paulo  Sch.  Med.,  Brazil),  J.  L.  Pimenta  Modena 
and  P.  L.  Castel f ranchi .  Rev.   Assoc.    Med.    Bras. 
17(3):77-80,  1971. 


7610      PYLORIC  STENOSIS  IN  THE  ADULT.   (Fr.) 

Bernades,  P.  (Beaujon  Hosp.,  Clichy, 
France).  Rev.  Prat.  (Paris)  21 (15) :2583-2596, 
1971. 


7611      A  NEW  METHOD  OF  PYLOROPLASTY.   (E.) 

Hines,  J.  R.  (Northwestern  U.  Med. 

Sch.,  Chicago,  111.).  Surg.    Gyneaol.    Obstet. 
133(1):101-102,  1971. 


7612      CANCER  OF  THE  CARDIA  OR  VARICES  OF  THE 

FUNDUS?   CONTRIBUTION  TO  DIFFERENTIAL 
DIAGNOSIS.   (Ger.)   Theophil.B.  (MoabitCity 
Hosp.,  Berlin).  Fortsahr.    Geb.   Roentgenstr. 
Nuklearmed.    1 15(1) : 122-12A,  1971. 


7613      SEVERE  GASTRIC  HEMORRHAGE  FROM  MICRO- 

ULCERATION  AND  ARTERIAL  EROSION. 
(Fr.)   Ladouch,  A.  (Bicetre  Hosp.,  Kremlin 
Bicetre,  France),  P.  Monod  Broca,  G.  Lesourd  and 
J.  Paillas.  Presse  Med.    79(29) : 1331-1336,  I97I. 


76U      X-RAY  DIAGNOSIS  OF  CANCER  IN  THE 
GLANDULAR  STOMACH  OF  RATS.   (E.) 
Kurihara,  M.  (Jutendo  U.  Dept.  Intern.  Med., 
Tokyo),  H.  Ichikawa,  S.  Fujimura  and  T.  Sugimura. 
Gann   62 (3) :225-229,  1971. 
753't,  7537,  7669,  7796,  7993.  8025 
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7615 


THE  PEPTIC  GASTRIC  ULCER  -  HISTOTOPO- 
GRAPHIC  AND  FUNCTIONAL  INVESTIGATIONS. 
(E  )   Stadelmann,  0.  (U.  Bonn  Med.  Polyclin. , 
Germany),  K.  Elster,  M.  Stolte,  S.  E.  Miederer, 
P.  Deyhle,  L.  Demling  and  W.  Si egenthaler.  Saand. 
J.    Gastroenterol.    6  (7) :6l 3-623  ,  1971. 

Endoscopic  and  biopsy  studies  of  the  gastric 
mucosa  were  performed  in  more  than  200  patients 
with  chronic  gastric  ulcers.   Chronic  gastric 
ulcer  is  found  in  mucosa  containing  only  mucoid 
or  intestinal  glands.   The  matrix  of  the  ulcer 
was  nearly  always  inflamed.   The  only  exception 
was  the  prepyloric  ulcer  in  which  mucosal  morphology 
and  secretory  gastric  function  closely  resembled 
that  of  the  duodenal  ulcer.   The  localization  of 
the  ulcer  was  an  indication  of  the  extentof 
gastritis,  and  of  the  maximal  acid  secretion 
capacity  of  the  stomach,  since  the  ulcer  was 
always  found  at  the  border  of  the  acid-producing 
mucosa.   Normal  body  or  antrum  mucosa  was  found 
more  rarely  in  patients  with  gastric  ulcer  than 
in  corresponding  controls. 

7616      THE  STABILITY  OF  THE  INSULIN  TEST 
RESULT  AFTER  TRUNCAL  VAGOTOMY  AND 
DRAINAGE  FOR  DUODENAL  ULCER.   (E.)   Kronborg,  0. 
(Bispebjerg  Hosp.,  Copenhagen).  Soand.    J. 
Gastroenterol.    6  (7)  ••637-6'*'*,  1971. 

Insulin  test  results  10  days  after  truncal 
vagotomy  and  drainage  for  duodenal  ulcer  were 
compared  with  test  results  l-k   yr  later  in  320 
patients.   Fasting  acid  secretion  in  patients 
without  dyspepsia  was  higher  the  tenth  day  than 
3-4  yr  later;  men  but  not  women  with  dyspepsia 
also  had  a  higher  secretion  on  the  tenth  day.   _ 
The  increase  of  insulin  activated  secretion  during 
yh   yr  after  pyloroplasty  was  small,  but  signifi- 
cant, in  patients  without  dyspepsia.   An  increase 
was  also  seen  in  the  frequency  of  positive 
criteria  (mean  acidity,  mean  pH)  of  the  activated 
secretion.   Regeneration  of  vagal  nerves  across 
the  gap  created  at  operation  may  have  occurred. 
Differentiation  between  patients  with  and  without 
dyspepsia  did  not  result  in  differences  in 
secretion,  and  no  clue  could  be  found  indicating 
that  the  clinical  status  at  the  fol low-up. was 
more  consistent  with  the  late  than  the  early 
test. 


7617 


PEPTIC  ULCER  IN  THE  BURUNDI  REPUBLIC 
AND  NILE-CONGO  WATERSHED.   (E.)   Hamber, 

G   (Hosp.  de  Buye,  Burundi)  and  M.  Von  Bergen. 

Trop.    Geogr.   Med.    23(3) =21 3-219,  1971. 

At  this  76-bed  rural  hospital  in  the  Nile-Congo 
watershed,  in  a  period  of  32  months  there  were 
hOh   patients  with  peptic  ulcer  disease  who  came 
to  surgery.   Of  3't9  patients  with  duodenal  ulcer, 
53  presented  with  pyloric  stenosis.   In  the 
absence  of  alternative  upper  gastrointestinal 


pathology,  ulcer  disease  was  diagnosed  accurately 
preoperatively  in  32.h%   of  the  patients  without  . 
the  use  of  radiologic  tools.   Truncal  vagotomy   1 
and  drainage  were  performed  for  duodenal  and 
prepyloric  ulcers  in  319  cases.   Gastric  ulcers 
were  treated  by  partial  gastrectomy  in  12  cases 
with  1  postoperative  death.   Three  patients  died 
after  vagotomy  and  1  died  after  gastroenterostomy 
for  duodenal  ulcer.   Of  8  patients  with  perforate 
ulcers  (6  duodenal  and  2  anastomotic)  3  died 
postoperatively.   Most  of  the  procedures  were 
performed  under  spinal  anesthesia. 

7618      DEATHS  FOLLOWING  OPERATION  FOR  DUODENAl 

ULCER.   (E.)   Kleitsch,  \l .  P.  (VA     , 

Hosp.,  Phoenix,  Ariz.).  MiUt.    Med.  136(11):   I 
8'42-8't6,  1971  . 

The  2565  patients  in  this  Veterans  Administratis 
cooperative  study  were  divided  into  2  groups: 
1  in  which  the  operation  was  randomly  assigned 
after  the  abdomen  was  opened;  a  second,  not 
randomized,  in  which  for  some  reason  the  surgica 
procedure  was  chosen  by  the  surgeon.   The  proce- 
dures chosen  for  study  by  randomization  were: 
subtotal  gastrectomy;  hemigast rectomy  and  vagoto 
antrectomy  and  vagotomy;  and  vagotomy  with  a 
drainage  procedure,  either  pyloroplasty  or   _ 
gastroenterostomy.   There  were  19  postoperative 
deaths  among  135B  randomized  patients  (l.^t/o)  and 
70  deaths  among  1207  nonrandomized  patients 
(5.8!S).   In  the  randomized  groups,  52.6^  of  the 
deaths  were  in  the  seventh  decade,  while  in  the 
nonrandomized  group,  81. n.   In  the  randomized 
group,  51.3%   of  the  postoperative  deaths  were 
attributed  to  sepsis  and  peritonitis  related  to 
the  surgery,  and  the  remainder  to  miscellaneous 
causes.   In  the  nonrandomized  group,  21 .44^of 
the  deaths  were  attributed  to  sepsis,  20.0°^  to_ 
hemorrhage  (78.5^o  of  these  in  patients  undergoii 
vagotomy  and  drainage)  and  the  remainder  to  othi 
causes . 

7619  METABOLIC  STUDIES  OF  DEGLYCYRRH fZ I NIS 
LIQUORICE  IN  TWO  PATIENTS  WITH  GASTRI 
ULCER  (E.)  Cooke,  W.  M.  (Roy.  Postgrad.  Med. 
Sch.,  London)  and  J.  H.  Baron.  Digest%on  k(.S): 
26l*-268,  1971. 

The  metabolic  activity  of  deglycyrrhi zinized 
liquorice  (2.28  g/day  for  21  days)  wasstudied 
in  2  female  patients  with  gastri c  jept 1 c  ulcer. 
In  neither  patient  were  there  any  signs  of  flui 
retention,  and  hemoglobin,  packed  cell  volume, 
mean  corpuscular  hemoglobin  concentration,  whit 
cell  count,  platelets,  liver  function  tests, 
serum  cholesterol,  blood  glucose,  chest  X-rays 
and  ECG  were  within  normal  limits.   Body  weight 
and  blood  pressure  remained  unchanged   /'thout 
slight  nitrogen  retention  was  observed  in  botn 
patients,  neither  showed  significant  changes  it 
external  balance  or  serum  levels  of  sodium. 
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potassium  or  chloride.   Deglycyrrhizi ni zed 
liquorice  appears  to  contain  an  ulcer-healing 
agent  without  the  al dos terone-1 i ke  activity  of 
liquorice,  g 1 ycy rrh i z i n i c  acid  and  carbenoxolone . 


7620      PREVENTION  OF  STRESS  ULCERS.   (E.) 

Chernov,  M.  S. ,  H.  W.  Hale,  Jr. 
(Maricopa  County  Gen.  Hosp.,  Phoenix,  Ariz)  and 
M.  Wood.  Am.    J.    Surg.    1 22  (5)  :67'*-677 ,  1971. 

Serum  vitamin  A,  which  helps  maintain  the  integrity 
of  mucus-secreting  cells  of  the  gastrointestinal 
tract,  was  measured  in  35  severely  stressed 
patients.   In  35  patients  with  either  intensive 
burns,  or  major  injury  of  2  or  more  organ  systems, 
vitamin  A  levels  fell  in  29  within  2','-72  hr  after' 
admission,  and  13  had  levels  below  10  ug^.   Massive 
doses  of  parenteral-  vitamin  A  and  high  protein 
diets  helped  to  raise  the  serum  level  to  normal. 
Although  urine  vitamin  A  levels  were  negligiblei 
blister  fluid  levels  of  vitamin  A  closely 
paralleled  the  patient's  serum  level.   Evidence 
of  stress  ulcer  was  seen  in  15  of  22  patients 
not  treated  with  vitamin  A.   Serious  gastrointes- 
tinal bleeding  occurred  in  14  patients,  massive 
bleeding  occurred  in  7  cases,  and  1  patient  had 
a  perforated  ulcer.   Of  ]k   patients  treated  with 
massive  doses  of  parenteral  vitamin  A,  upper 
gastrointestinal  bleeding  occurred  in  2;  1  had 
tarry  stools  with  a  falling  hematocrit,  and  in 
the  other,  intravascular  consumptive  coagulopathy 
developed.   High  doses  of  parenteral  vitamin  A 
in  the  severely  injured  patients  reduces  the 
risk  of  gastroduodenal  ulceration. 


7621      PEPTIC  ULCERATION  AND  OBSTRUCTIVE 

DISEASE.   RESPIRATORY  INSUFFICIENCY. 
(E.)   Asnaes,  S.  (Bispebjerg  Hosp.,  Copenhagen), 
A.  A.  Johansen  and  B.  SQeberg.  Saand.    J.    Gastro- 
enterol.   6(7):631-635,  1971. 

Gastric  acid  secretion,  gastric  mucosa  histology, 
and  frequency  of  gastroduodenal  ulceration  were 
studied  in  kh   patients  with  severe  obstructive 
respiratory  insufficiency.   Of  10  patients  with 
an  augmented  histamine  response  of  less  than  10 
mEq/hr,  9  had  histological  gastritis  and  2  had 
peptic  ulcers.   Of  3k   with  an  augmented  response 
greater  than  10  mEq/hr,  28  had  histological 
gastritis,  and  of  these,  10  had  peptic  ulcers- 
thus  12  of  hh   patients  had  ulcers.   Thirty  of'the 
37  patients  with  gastritis  had  atrophic  gastritis. 
No  correlation  could  be  demonstrated  between  the 
degree  or  duration  of  respiratory  insufficiency 
and  either  incidence  of  peptic  ulceration  or 
degree  of  atrophic  gastritis.   More  comprehensive 
studies  of  total  acid  production  and  of  multiple 
gastric  biopsies  are  desirable  in  patients  with 
respiratory  insufficiency. 


7622      RADIOGRAPHY  IN  THE  DIAGNOSIS  OF  RE- 
CURRENT DUODENAL  ULCERATION  FOLLOWING 
VAGOTOMY  AND  PYLOROPLASTY.   (E.)   Fredens,  M. 


(Bispebjerg  Hosp.,  Copenhagen),  0.  Kronborg,  P. 
Madsen  and  J.  Palbol.  Saand.  J.  Gastroenterol. 
6(6):559-56l  ,  1971. 

Over  a  period  of  6  yr,  39  ulcer  patients  were 
reoperated  because  of  clinical  symptoms  (dyspepsia 
with  or  without  gastrointestinal  bleeding) 
indicating  the  presence  of  a  recurrent  duodenal 
ulcer.   At  reoperation  a  recurrent  ulcer  was 
found  in  2k   patients.   A  blind  retrospective 
assessment  of  the  X-ray  films  revealed  that  in 
12  of  2k   patients  with  recurrent  ulcer,  the 
diagnosis  was  established  rad iolog i cal ly .   There 
was  no  radiological  evidence  of  a  crater,  nor  any 
signs  indicating  pyloric  stenosis  in  the  other 
12  patients.   A  positive  insulin  test  (Hollander) 
occurred  in  \k   of  2k   patients  with  recurrent 
ulcer  and  in  5  of  9  patients  without  ulcers. 
According  to  the  criteria  of  Kronborg,  positive 
insulin  tests  occurred  in  23  and  7  patients,  resp. 
Thus  radiography  had  a  somewhat  lower  sensitivity 
[50%)    but  a  higher  specificity  (100%). 


7623      TRUNCAL  VAGOTOMY  AND  DRAINAGE  IN  500 

PATIENTS  WITH  DUODENAL  ULCER.   (E.) 
Kronborg,  0.  (Bispebjerg  Hosp.,  Copenhagen). 
Saand.   J.    Gastroenterol.    6(6) : 501 -509,  1971, 

Truncal  vagotomy  and  drainage  was  performed  in 
500  patients  with  duodenal  ulcer  and  the  results 
were  evaluated  by  means  of  a  follow-up  3-4  yr 
after  the  operation.   The  overall  operative 
mortality  was  0.61,  all  3  patients  dying  of 
cardiopulmonary  disease.   Recurrence  occurred  in 
6^^(28)  of  the  patients.   Dumping  occurred  in 
2)2%   of  the  patients  with  no  difference  between 
pyloroplasty  and  gastrojejunostomy.   Frequency 
of  daily  bowel  movements  and  incidence  of  diarrhea 
were  significantly  higher  at  the  follow-up  than 
before  either  operation.   No  significant  relations 
were  found  between  the  frequency  of  diarrhea  and 
insulin  test  criteria.   Serum  vitamin  B,2  was 
low  in  32  of  kOS   patients;  however,  no  significant 
difference  was  found  in  the  postoperat iv'e 
augmented  histamine  response  between  patients 
with  normal  and  low  serum  vitamin  B]2.   At  follow- 
up,  52?5  of  the  patients  were  symptom-free,  but  a 
further  kO%   were  fully  capable  of  work  in  spite 
of  dyspepsia  and/or  postcibal  symptoms. 


7624      SELECTIVE  VAGOTOMY  OF  THE  GASTRIC 

REMNANT  FOR  EXTRAGASTR I C  ULCER  RE- 
CURRENCE FOLLOWING  RESECTION.   (E.)   Amdrup,  E. 
(Municipal  Hosp.,  Copenhagen).  Saand.    J.    Gastro- 
enterol.   6(6) : 489-493,  1971. 

Selective  vagotomy  was  performed  by  the  abdominal 
approach  in  20  patients  with  extragastric  ulcer 
recurrence  from  1-16  yr  after  primary  partial 
gastrectomy.   Eight  patients  with  gastrojejunal 
anastomosis  had  recurrence  localized  in  the 
jejunum  just  distal  to  the  stoma.   Of  12  patients 
with  gastroduodenal  anastomoses,  11  had  recurrence 
just  distal  to  the  anastomosis.   One  patient 
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died  postoperatively  from  coincident  cardiac 
disease.   The  postoperative  aspirate  of  spontaneous 
secretion  from  the  19  surviving  patients  was_ 
alkaline.   Histamine  or  pentapeptide  activation 
of  acid  secretion  was  abolished  in  9  patients  and 
reduced  by  over  80%    in  the  other  10.   Pre-  and 
postoperative  insulin  tests  performed  in  6  patients 
revealed  that  postoperative  secretion  was  abolished, 
and  volume  secretion  reduced  by  50%    (peak  acid 
output)  and  (>0%    (2  hr.)  . 

7625      METABOLIC  CONTRIBUTIONS  TO  GASTRIC 

ULCEROGENESIS  IN  MICE.  (E.)   Essman, 

W.  B.  (Queens  Coll.,  Flushing,  N.  Y.),  S.  G. 

Essman  and  M.  I.  Golod.  Physiol.  Behav.    7 W  : 
509-516,  1971. 

Immobilization  was  followed  by  an  increase  in 
the  number  and  severity  of  gastric  ulcers  in  mice 
deprived  of  food  for  2k   hr  or  more,  but  not  in 
animals  deprived  of  food  for  less  time.   Mice 
with  ulcers  had  10%   more  gastric  5-HT  than  non- 
ulcerated  mice.   The  pH  of  the  gastric  tissue 
from  ulcerated  animals  was  higher  than  that  of 
non-ulcerated  tissue.   Gastric  5-HT  concentration 
was  lower  in  the  stomachs  of  animals  with  gastric 
pathology  with  immobilization  as  compared  to 
food  deprivation-induced  pathology  alone.   No 
differences  were  observed  between  ulcerated  and 
non-ulcerated  tissue  regarding  5-hydroxy i ndole 
acetic  acid  (5-HIAA)  or  gastric  histamine  levels. 
Monoamine  oxidase  caused  a  decrease  in  the  levels 
of  both  5-HT  and  5-HIAA,  these  effects  being 
related  to  immobilization,  duration  of  fasting, 
and  ulcer  incidence.   Thus,  gastric  ul cerogenes i s 
in  mice  seems  to  be  accounted  for  by  physiologically- 
induced  changes  in  the  metabolism  of  gastric  5-HT. 


7626      NERVOUS  SYSTEM  MANIFESTATIONS  AFTER 

GASTRIC  SURGERY.   (E.)   Banerj i ,  N.  K 
(Roy.  Victoria  Hosp. ,  Belfast,  Ireland)  and  L 
Hurwitz.  Aata  Neurol 


Saand.    '47  (M  :'*85-51 3 , 


J. 
971. 


A  special  neurological  study  of  IO6  patients  who 
had  undergone  surgery  for  benign  peptic  ulcer 
revealed  that  Ih    (321)  of  the  patients  indicated 
nervous  system  symptoms.   Sixteen  (15.1^)  of 
these  patients  had  neurological  signs  with  the 
symptoms.   The  time  interval  from  the  gastrectomy 
to  the  development  of  neurological  symptoms  was 
9.1  yr.   A  longer  interval. of  \h   yr  was  associated 
with  the  development  of  neurological  signs. _  There 
were  '♦3  various  nervous  system  signs  including 
myopathy  in  5  patients,  restless  leg  syndrome  in 
12,  myelopathy  in  5,  peripheral  neuropathy  in  3, 
cerebellar  ataxia  in  2,  dementia  in  3,  epilepsy 
in  2,  motor  neurone  disease  in  1,  and  psychoneuros 1 s 
in  7!   There  was  no  relationship  to  the  type  of 
surgical  procedure  and  the  subsequent  neurological 
manifestations.   Age,  sex,  and  the  site  of  the 
ulcer  were  also  independent  of  subsequent  in- 
volvement.  Vitamin  D  deficiency  was  noted  in  3 
patients,  hypokalemia  in  1,  and  B12  deficiency 
in  3.   A  high  incidence  of  intestinal  malabsorption 


(32.14^)  was  noted  in  patients  with  neurological 
involvement.   A  long  term  follow-up  is  advised 
for  gastrectomy  patients. 

7627      HISTOTOPOGRAPHY  OF  THE  GLANDULAR  AREAS 

OF  THE  GASTRIC  MUCOSA.   I.   THE  PYLORIC 
GLAND  AREA  IN  PATIENTS  WITH  DUODENAL  ULCER. 

(E.)   Urban,  A.  (Inst.  Oncol.,  Cracow,  Poland) 

and  J.  Iwaszczyszyn.  Aata  Med.    Pol.    1 2 (3) : 339-350, 

1971. 

The  histotopographical  relations  in  the  area  of 
pyloric  glands  was  determined  in  patients  operated 
for  duodenal  ulcer  and  the  degree  of  variation 
of  the  glandular  area  with  respect  to  age  and 
sex  was  ascertained.   The  minimal  area  of  the 
pyloric  glands  of  the  gastric  mucosa  on  the 
lesser  curvature,  anterior  and  posterior  walls 
was  3.0,  l.h   and  2.5  cm,  resp.   The  maximal  area 
on  the  lesser  curvature  was  up  to  10  cm  from  the 
pylorus,  and  10.8  cm  on  both  walls.   Mean  values 
showed  that  the  extent  on  the  line  of  the  lesser 
curvature  and  posterior  wall  was  6.2  cm  and  6.0   1 
cm  on  the  anterior  wall.   In  more  than  50^  of 
cases  the  area  of  the  pyloric  glands  was  situated 
between  5-7  cm  from  the  pyloric  line.   In  17_ 
cases  of  duodenal  ulcer  complicated  by  pyloric 
stenosis,  the  area  of  the  pyloric  glands  tended 
to  shift  tovi/ard  the  body  of  the  stomach,  especial  1 
on  the  posterior  wall.  With  age,  the  area  of 
the  pyloric  glands  also  showed  a  tendency  to 
shift  toward  the  body  of  the  stomach  but  especiall 
on  the  axis  of  the  lesser  curvature.   The  area 
of  the  pyloric  glands  was  somewhat  larger  in  men 
than  in  women  but  due  to  the  small  sample  size, 
the  data  were  not  comparable.   Distinct  individual 
variation  could  be  seen  in  the  area  of  the  pyloric 
glands  with  the  gastric  mucosa  in  12  cases  in 
which  3  measurements  were  made. 

762R      HISTOTOPOGRAPHIC  STUDIES  ON  THE 

GLANDULAR  AREA  OF  THE  GASTRIC  MUCOSA. 
II  THE  INTERMEDIATE  PART  IN  PATIENTS  WITH 
DUODENAL  ULCER.  (E.)  Urban,  A.  (Inst.  Oncol., 
Cracow,  Poland)  and  J.  Iwaszczyszyn.  Aata  Med. 
Pol.    12(3):351-355,  1971. 

The  area  of  the  intermediate  zone  in  patients 
with  duodenal  ulcer  was  determined  in  relation 
to  the  age  and  sex  of  the  patients.   The  mean 
area  of  the  intermediate  part  in  these  patients 
was  about  1  cm  with  considerable  variation  in_ 
area  side  and  had  the  shape  of  a  zone  separating 
the  glandular  mucosa  of  the  fundus  from  the  area 
of  pyloric  glands,  which  varied  in  extent  but 
not  shape.  The  intermediate  layer  did  not  increa 
in  width  toward  the  proximal  part  of  the  mucosa 
(i  e.  does  not  shift  toward  the  cardia).   In  the 
group  above  middle  age  (')5  yr)  only  a  small  dis- 
placement of  the  area  of  the  intermediate  zone 
was  observed  and  was  confined  to  the  anterior 
wall.   Information  concerning  differences  related 
to  sex  were  not  concluded  but  the  number  of 
cases  differed  markedly  within  each  group  of  men 
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(91  cases)  and  women  (13  cases)  and  provided  only 
general  information. 

7629      DIVERSE  ETIOLOGIES  OF  HEMORRHAGES  FROM 

THE  UPPER  GASTROINTESTINAL  TRACT.   (Ger.) 
Sachweh,  D.  (Univ.  Surg.  Clin.,  Cologne,  Germany), 
J.  Medrano  and  A.  Larena.  Bmns  Beitr.    Klin. 
Chir.    218(7) :593-601,  1971. 


(Fr.)   Ghoti,  M.  ,  A.  Touzani  and  A.  Benabadj i . 
J.   Med.    Mccroa   7(3)  :  107-109,  1971. 


7638      PEPTIC  ULCER  OF  THE  ESOPHAGUS.   (Rus.) 

Berezov,  I.  E.,  I.  V.  Varshavski  and 
V.  R.  Anakhasian.  Grud.    Khir.    1 3 (3) :99-l 05, 
1971. 


I 


7630      ROENTGENOLOGIC  PICTURE  OF  HYDROCHLORIC 

ACID  CORROSION  OF  THE  STOMACH  AND  ITS 
PATHOLOGIC  PARALLELS.   (Ger.)   Treichel,  J.  (Free 
U.  Steglitz  Clin.,  Berlin)  and  H.  N.  Macha. 
Fortsahr.    Geb.   Roentgenstr.    Nukleaimed.    115(1): 
120-122,  1971. 


7631      ULCER  RECURRENCE  AFTER  VAGOTOMY.   (Fr.) 

Adloff,  M.  (CHU  1st  Gen.  Surg.  Serv. , 
Strasbourg,  France),  J.  J.  Kohler  and  F.  Otteni. 
J.    Med.    Strasbourg   2 (3) : 207-21 4 ,  1971. 


7632      SOME  TECHNICAL  ASPECTS  IN  THE  DEMONSTRA- 
TION OF  GASTRIC  LESIONS.   (E.)   Hanelin, 
J.  (Tufts  U.  Med.  Sch.,  Boston,  Mass.).  Senrin. 
Roentgenol.    6(2)  :235-253,  1971. 


7633      A  NOTE  ON  THE  USE  OF  ANTICHOLINERGICS 

HI  THE  MANAGEMENT  OF  DUODENAL  ULCERATION. 
(E.)   Bock,  0.  A.  A.  (U.  Stellenbosch  Gastro- 
intest.  Clin.,  South  Africa).  S.   Afr.    Med     J 
45(24) :658-660,  197I. 


IN 


7634      DUODENAL  ULCER  IN  FOREIGN  WORKERS 

GERMANY.   (Ger.)   Von  Zedtwitz,  J.  (Old 
Cottage,  Leukerbad,  Switzerland).  Aerztl.    Prax 
23('t6):2556,  1971. 


7635      THE  DETERMINATION  OF  NOCTURNAL  BASAL 

SECRETION  IN  PATIENTS  WITH  DUODENAL 
ULCER.   (Ger.)   Kahl,  H.  (Reg.  Hosp.,  Magdeburg, 
Germany).   Z.  Gesamte  Inn.   Med.    26(12) : 400-404 
1971. 


7636      VAGOTOMY  ASSOCIATED  WITH  ANTRECTOMY  IN 
THE  TREATMENT  OF  GASTRODUODENAL  ULCER. 
(Rum.)   Stoica,  T.  (Adulti  I  Hosp.,  Braila, 
Rumania).  Chirurgia    (Buour.)    20 (5) : 407-420,  I971 


7637      RECURRENT  ULCER  COMPLICATED  BY  DIGESTIVE 

HEMORRHAGE  AFTER  TRUNK  VAGOTOMY  AND 
PYLOROPLASTY.   (WITH  REFERENCE  TO  TWO  CASES) 


7639      OUTPATIENT  TREATMENT  IN  THE  DISPENSARY 
OF  ULCER  PATIENTS  AND  THE  FREQUENCY  OF 
PERFORATION.   (Rus.)   Korzon,  I.  K.  Vestn.    Khir. 
106(5):132-135,  1971. 


7640      MISDIAGNOSIS  OF  DUODENAL  ULCER  CAUSED 
BY  ATYPICAL  APPEARANCE  OF  THE  PAPILLA 
OF  SANTORINI.   (Ger.)   Tille,  D.  (Dist.  Hosp., 
Hameln,  Germany)  and  P.  l/ilhelm.  Fortsahr.    Geb. 
Roentgenstr.    Nuklearmed.    1 15  (l )  :  128-1 29  ,  1971, 


7641      PEPTIC  ULCER  SURGERY.   (Ger.)   Van 
Ackeren,  H.  (Marien  Hosp.,  Hamburg, 
Germany),  M.  Rehner  and  H.  W.  Schreiber.  Med. 
Eeute   20(13):8-12,  1971. 


7642      ADRENOCORTICAL  STEROID  THERAPY  AND 

PEPTIC  ULCER.  (Jap.)  Chin,  K.  (Tokyo 
U.  Sch.  Med.),  H.  Kameda  and  H.  Yamaguchi.  Jap, 
J.    Clin.   Med.    29(0:125-32,  1971. 


7643      A  POSSIBLE  VASCULAR  FACTOR  IN  THE 
AETIOLOGY  OF  DUODENAL  ULCERATION. 
(E.)   Piasecki,  C.  (Roy.  Free  Hosp.  Sch.  Med., 
London).  Br.    J.    Surg.    58(9) : 660-662,  1971. 


7644      SURGICAL  MANAGEMENT  OF  POST  BULBAR 

DUODENAL  ULCERS.   (60  CASES) .   (Fr.) 
Bertrand,  P.,  R.  Lombard  Platet  and  M.  Philippe. 
Lyon  Chir.    67 (3) : I6I-I68,  1971. 


7645      SURGICAL  APPROACH  IN  UPPER  GASTRO- 
INTESTINAL HEMORRAAGES  FROM  GASTRO- 
DUODENAL ULCER.   (Rum.)   Mandache.  F.  (Bri ncovenesc 
Hosp.,  Bucharest,  Rumania)  and  M.  Vasiliu. 
Chirurgia   (Buaur. )    20(6) : 495-502 ,  1971. 


7646      VAGOTOMY:   ANOTHER  FALSE  STEP  IN  SURGERY? 

(Ger.)   Bunte,  H.  (U.  Erlangen  Surg. 
Clin.,  Germany).  Dtsoh.   Med.    Woohenschr.    96(15): 
633-640,  1971. 
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i^kl  TRANSPLANTATION  OF  SMALL  BOWEL  IN  THE 

RAT:   TECHNICAL  AND  IMMUNOLOGICAL 
CONSIDERATIONS.   (E.)   Monchik,  G.  J.  (New  York 
Hosp-Cornell  Med.  Ctr.,  N.  Y.)  and  P.  S.  Russell. 
Surgery   60(5) :693-702,  1971. 

The  potential  2-way  responsiveness  in  allogeneic 
transplantation  between  different  inbred  rat 
strains  was  investigated  and  the  isolation  of 
unidirectional  host  versus-graft  (HVG)  and  graft- 
versus-host  (GVH)  reactions  induced  by  small 
bowel  transplants  in  various  parental  and  Fj 
hybrid  strain  donor-recipient  combinations  is 
reported.   No  difference  in  the  ability  of  the 
various  strains  to  withstand  the  operation  was 
observed,  the  operative  mortality  being  21-25-$.  _ 
A  constant  finding  in  the  graft  after  revasculari- 
zation was  the  presence  of  large  amounts  of  a 
turbid,  viscus,  alkaline  fluid  in  the  lumen, 
which  may  represent  "paralytic  secretion  "  Allo- 
qrafts  between  rat  strains  which  differed  at  the 
Ag-B  locus  sensitized  the  host,  thus  the  allograft 
was  rejected  and, the  recipient  died  by  the  twelfth 
postoperative  day.   GVH  reactions,  which  occurred 
only  in  parental -to-F,  transplants  and  caused  the 
death  of  the  recipient  within  20  days,  were  pre- 
vented by  donor  X- i rradi at  ion  with  700  r  before 
transplantation.   Thus,  when  the  recipient  animal 
is  unable  to  reject  a  graft,  a  lethal  GVH  re-  _ 
action  occurs,  seemingly  mediated  by  immunologically 
competent  lymphocytes  in  the  transplanted  organ. 


INTESTINAL  MALROTATION.   (E.)   Ahmed,  S.  (Roy. 
Manchester  Child.  Hosp.,  England)  and  R.  G.  Patel 
Aroh.   Pis.   Child.    i46(2fi9): 723-7214,  1971. 


th- 
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INTRAMURAL  CYSTS  OF  THE  ILEUM.   (E.) 

Collins,  C.  D.  (Bristol  Roy.  Infirm., 

England),  L.  Low  and  A.  C.  Hunt.  Gut    12(10): 

801-803,  1971. 

A  case  of  intramural  cysts  of  the  ileum  (cystica 
profunda  of  the  ileum)  which  occurred  i n  a  42  yr- 
old  male  with  intestinal  obstruction  is  presented. 
The  bowel  formed  a  saccular  dilatation  distal  to 
a  short  annular  thickening  of  the  wall  approxi- 
mately 35  cm  proximal  to  the  ileocecal  valve. 
The  rest  of  the  ileum  proximal  to  the  lesion 
appeared  dilated,  thickened,  somewhat  injected, 
and  the  mesentery  attached  to  it  was  thickened 
up  to  3  cm  in  places  and  contained  enlarged 
fleshy  lymph  nodes.   Six  ci rcumferent i al ly 
arranged  intramural  cysts  of  varying  diameter 
(0  3  -  1.5  cm)  were  found  k   cm  distal  to  a  sub- 
mucosal cyst  (1.6  cm)  located  at  the  commencement 
of  the  dilatation.   Some  of  the  cysts  contained 
mucus,  others  a  soft,  cheesy  material.   The  cysts 
were  buried  in  the  muscularis  whicy  was  compressed 
and  thinned  on  either  side  of  them.   No  inflamma- 
tory changes  were  seen  in  the  specimen.   Lymphatic 
obstruction  may  be  the  cause  and  not  the  effect 
of  the  intramural  cysts  as  suggested  by  the 
persistence  of  edema  10  months  after  removal  of 
the  abnormal  bowel  segment. 

76/49      INTRAMURAL  JEJUNAL  HAEMATOMA  AFTER 

PERORAL  MUCOSAL  BIOPSY  IN  A  CHILD  WITH 


About  ^48  hr  after  peroral  mucosal  biopsy  a  l^-mon 
old  child  with  intestinal  malrotation  became 
pyrexic  and  vomited  copious  amounts  of  bile.   On 
abdominal  examination  there  were  numerous  visible 
Intestinal  loops,  and  a  mass  in  the  right  upper 
abdomen.   On  opening  the  abdomen  through  a  right 
upper  paramedian  incision,  the  proximal  1 2  cm  of 
the  jejunum  was  found  to  be  the  site  of  a  large 
intramural  hematoma  which  extended  up  to  the 
duodenojejunal  flexure.   Ladd's  operation  was 
performed  and  the  involved  jejunal  segment  was 
resected  with  end-to-end  duodenojejunal  anastomos 
Recovery  was  uneventful.  The  entire  thickness 
of  the  bowel  was  involved  in  this  case.   A 
shearing  stress  produced  by  the  biopsy  capsule, 
with  indirect  injury  to  blood  vessels,  extravasa- 
tion and  hematoma  formation  seems  to  be  the  most 
likely  mechanism.   The  radiologic  demonstration 
of  intestinal  malrotation  demands  surgical  treat- 
ment and  must  be  considered  a  contraindication 
to  peroral  biopsy. 


7650      OEDEMA  AT  THE  SITE  OF  SMALL-BOWEL 
ANASTOMOSES.   (E.)   Shields,  M.  A. 
(Monash  U.  Med.  Sch.,  Victoria,  Australia)  and 
H.  A.  F.  Dudley.  Br.    J.    Surg.    58 (8) : 598-600 , 
1971. 

The  pattern  of  development  and  regression  of  edema 
in  the  area  of  a  standard  end-to-end  a^f ^omosis 
In  the  snail  intestine  over  the  first  96  hr  after 
operation  was  studied  in  rabbits.   At  96  hr   _ 
Masson  trichrome  staining  showed  that  the  fibrinous 
exudate  was  beginning  to  contain  collagen,  and 
there  was  definite  positive  staining  for  collagen 
in  the  submucosa.   There  was  no  difference  in 
edema  between  the  site  of  anastomosis  and  the 
remainder  of  the  intestine  until  after  '4»  hr 
after  which  the  edema  in  the  unoperated  bowel 
began  to  decrease.   When  compared  with  control 
tissue  there  was  enough  edema  in  the  area  or 
anastomosis  to  cause  a  5-10?5  increase  in  the 
tissue  weight.   Thus,  in  anastomoses  of  already 
critical  size  the  combination  of  inversion,  edema 
and  clot  may  lead  to  acute,  if  temporary,  occlusio 

7651      BLIND-LOOP  REFLUX  IN  RELATION  TO  WEIGHT 

LOSS  IN  OBESE  PATIENTS  TREATED  WITH 
JEJUNOILEAL  ANASTOMOSIS.   (E.)   Quaade,  F. 
(Bispebjerg  Hosp.,  Copenhagen),  E.  Juhl  ,  K. 
Feldt-Rasmussen  and  H.  Baden.  Soand.    J.    Gastro- 
enterol.   6(6):537-5'4l,  1971. 

In  10  patients  on  whom  jejunoileal  anastomosis 
was  performed  for  the  treatment  of  obesity,  the 
predominant  postoperative  radiograph i cal ly 
'demonstrable  trend  was  slowness  of  passage, 
applying  not  only  to  gastric  emptying  time,  butj 
also  to  small  intestine  transit  time,  both 
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maximum.   Rate  and  degree  of  weight 
no  correlation  with  gastric  emptying 
intestine  transit  time,  or  degree  and 
reflux  to  the  excluded  ileum.   Five 
h  a  preoperative  weight  of  130  kg  or 
zed  their  weight  near  the  normal 
12-24  months.   The  most  obese  patients 
ial  weight  of  Hy-lSO  kg  showed  the 
,  and  lost  the  same  amount  of  weight, 
ult  that  they  stabilized  at  a  much 

A  more  effective  treatment  of 
h  extreme  obesity  should  consist  in 
f  the  intestine  left  in  function,  and 
tended  surgical  procedure  aiming  at 
ux  into  the  blind  loop. 


RAPID  DETECTION  OF  Clostridium  perfringens 
ENTEROTOXIN  IN  A  MODIFIED  LI  GATED 
INTESTINAL  LOOP  TECHNIQUE  IN  RABBITS.   (E.) 
Hauschild,  A.  H.  W.  (Dept.  Natl.  Health  Welfare 
Food  Drug.  Directorate  Res.  Labs.,  Ottawa,  Ontario, 
Canada),  R.  Hilsheimer  and  C.  G.  Rogers.  Can.    J. 
Miarohiol.    17  (l  1 ) :  lA/S-l'tyS,  1971. 

Enterotoxin  from  Clostridium  perfringens  type  A 
was  measured  using  a  modified  intestinal  loop 
technique  in  rabbits.   The  loops  were  ligated  and 
injected.   The  incubation  time  was  decreased  from 
6  hr  to  90  min,  and  the  animals  were  kept  under 
halothane  anesthesia  during  this  period.   The 
fluid  volume  in  the  saline  control  loops  decreased 
within  90  min  but  only  small  volume  changes 
occurred  in  the  loops  injected  with  enterotoxin. 
The  fluid  volumes  after  90  min  of  incubation 
increased  linearly  with  the  log  concentration  of 
the  toxin.   Normal  rabbit  serum  had  no  effect  on 
the  fluid  volume  in  loops  injected  with  entero- 
toxin.  However,  in  loops  containing  a  mixture 
of  cell  extract  from  sporulated  cells  of  C. 
perfringens  and  inmune  serum  (1:9),  only  T.O  ±  O.i* 
ml  of  fluid  remained  after  90  min.   Since  the 
absorbed  antiserum  was  enterotoxi n-speci f ic,  the 
observed  differences  in  fluid  volume  were  due  to 
the  action  of  the  enterotoxin.   During  the  first 
90  min  of  incubation,  the  effect  of  the  enterotoxin 
counteracts  the  removal  of  fluid  from  the  in- 
testinal lumen.   The  advantages  of  this  modified 
method  are  that  it  reduces  the  time  of  the 
experiment  and  is  more  sensitive  and  more  humane 
than  the  standard  loop  technique,  since  the 
animals  remain  under  anesthesia. 


7653      MECHANISM  OF  OBSTRUCTION  IN  CARCINOID 

TUMORS  OF  THE  SMALL  INTESTINE.   (E.) 
McNeal ,  J.  E.  (Herrick  Hosp.,  Berkeley,  Calif.). 
Am.   J.    Clin.   Pathol.    56('4)  :'t52-'t58,  1971. 

The  characteristics  of  3  clinically  obstructing 
small  intestinal  carcinoid  tumors  removed  at 
surgery  and  3  incidental  intestinal  carcinoids 
found  at  autopsy  were  studied  histologically.   In 
the  3  surgical  specimens  the  region  of  the  tumor 
showed  an  abrupt  kinking  marked  by  a  deep  crease 
halfway  between  the  mesenteric  and  ant imesenteric 


borders.   Sections  through  this  crease  revealed 
a  somewhat  hypert roph led  muscularis  and  diffusely 
thickened  white  to  pale  yellow  tissue  in  the  sub- 
mucosal and  subserosal  tissues.   This  represented 
tumor  and  scirrhous  reaction  but  did  not  form  a 
discrete  nodule.   This  crease  prevented  the  gross 
recognition  of  the  tumor  but  indicated  its  exact 
location.   The  3  autopsy  tumors  were  all  discrete 
mucosal  nodules  which  microscopically  had  well 
demarcated  margins  and  invaded  a  short  distance 
into  the  inner  coat  of  the  muscularis.   The  bulk 
of  the  tumor  in  each  case  lay  in  the  submucosa 
where  it  formed  a  flat,  button-like  mass,  and  no 
scirrhous  reaction  was  seen  in  any  case.   These 
3  cases  were  also  accompanied  by  diffuse  hyper- 
trophy of  the  inner  muscle  layer  sharply  limited 
to  the  area  of  tumor  penetration.   Obstruction 
of  the  intestine  by  carcinoid  tumors  seems  to  be 
caused  by  a  kinking  which  was  apparently  produced 
by  lateral  growth  of  the  submucosal  tumor  with 
traction  on  the  underlying  muscularis. 


765'*      VASCULAR  INSUFFICIENCY  OF  THE  INTESTINES. 

(E.)   Williams,  L.  F,,  Jr.  (Boston  U. 
Med.  Ctr.,  Mass.).  Gastroenterology   61  (5): 
757-777,  1971. 

The  etiology,  pathophysiology,  diagnosis,  and 
therapy  of  intestinal  ischemia  is  reviewed.   The 
distribution  of  the  lesion  along  the  intestine, 
the  degree  of  involvement  of  the  wall  of  the 
ischemic  segment,  and  the  rapidity  of  the  process 
vary  widely  with  differing  etiologies.   Although 
acute  mesenteric  ischemia  can  be  suspected  on 
the  basis  of  the  history  and  physical  examination, 
a  firm  diagnosis  of  its  presence  and  specific 
etiology  usually  requires  detailed  radiologic 
study  including  arteriography  and  barium  studies 
and/or  surgical  exploration.   One  of  the  most 
characteristic  findings  with  gut  ischemia  is  the 
lack  of  significant  abdominal  abnormalities  even 
when  the  pain  is  unbearable.   Laboratory  findings 
are  not  of  differential  help.   Specific  ischemic 
syndromes,  the  diagnosis  and  treatment  of  which 
are   discussed,  include  arterial  emboli,  acute 
venous  occlusion,  atherosclerotic  obstructions 
of  the  superior  mesenteric  artery,  occlusions  of 
the  small  arteries  and  ischemia  of  short  segments 
of  intestine,  miscellaneous  abnormalities  of  the 
intestinal  arteries,  celiac  axis  obstructions 
not  due  to  atherosclerosis,  nonocclusive  mesenteric 
ischemia  (a  perfusion  defect),  and  ischemic 
colitis  involving  the  inferior  mesenteric  artery. 


7655      COMPARATIVE  EFFECTS  OF  ENTEROTOXINS 

FROM  Escherichia  col i  AND  Vibrio 
cholerae  ON  RABBIT  AND  SWINE  SMALL  INTESTINE, 
(E.)   Moon,  H.  W.  (US  Dept.  Agric.  NatK  Anim. 

Dis.  Lab.,  Ames,  Iowa),  S.  C.  Whipp,  and  A.  L. 

Baetz.  Lab.    Invest.    25(2)  :  133-1'«0,  1971. 

Enterotoxins  from  Escherichia  col i  and  Vibrio 
cholerae  caused  accumulation  of  intraluminal 
fluid  in  ligated  loops  of  ileum  from  9-week-otd 
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ralJbits  and  jejunum  from  2-week-old,  colostrum- 
deprived  pigs.  There  were  no  gross  qualitative 
differences  in  responses  to  the  2  toxins,  and 
light  microscopy  revealed  similar  histologic 
changes  in  pigs  and  rabbits.   Lesions  included 
fibrinous  serositis,  distended  lamina  propria  and 
villi  and,  at  8  hr,  frequent  submucosal  edema  and 
congested  submucosal  veins.   Also  seen  in  loops 
exposed  to  both  toxins  were  discharge  of  goblet 
cell  mucus  and  focal  erosion  with  acute  inflamma- 
tion of  the  lamina  propria  which  occurred  commonly 
at  16  hr  but  rarely  at  8  hr.  The  villous 
absorptive,  enterochromaf f in,  Paneth,  and  un- 
differentiated crypt  cells  appeared  to  be  normal 
in  both  toxin-exposed  and  control  loops.   Intra- 
luminal fluid  was  lower  in  protein,  Mg"*""*",  and 
Ca++  and  higher  in  K+,  Na+,  and  HCO3  than  serum. 
These  results  support  the  hypothesis  that  the 
pathogenesis  of  enterosorpt ion  that  is  caused  by 
both  enterotoxins  is  the  same. 


7656      SMALL  BOWEL  IN  TYPHOID  FEVER.   (E.) 

Chuttani,  H.  K. ,  K.  Jain  and  R.  C. 
Misra  (Gen.  Hosp. ,  Birmingham,  England).  Gut 
12(9):709-712,  1971. 

The  morphological  status  and  residual  function 
of  the  small  intestine  following  recovery  from 
an  acute  case  of  typhoid  fever  was  assessed  in  28 
patients  with  typhoid  fever  and  1  patient  with 
paratyphoid  fever.   Urinary  0-xylose  excretion 
was  subnormal  in  l**  of  29  patients  andappreciably 
increased  with  retesting  after  1  week  in  12 
patients  tested.  The  average  fecal  fat  excretion 
was  never  above  normal  limits.   Jejunal  biopsies 
were  taken  in  22  patients.  Normal  biopsies  {]k 
patients)  showed  tall  and  slender  villi,  columnar 
epithelium,  and  cellular  infiltrate  of  lymphocytes, 
monocytes  and  plasma  cells  in  the  lamina  propria. 
Biopsies  with  mild  borderline  abnormalities  (6 
patients)  consisted  of  increased  cellular  infiltra- 
tion with  normal  villous  architecture.  The  mixed 
infiltrate  was  more  compact  in  the  basal  mucosa 
and  around  the  crypts  of  Gakeazzi-Lieberkuhn, 
gradually  became  less  towards  the  villous  core, 
and  consisted  of  mononuclear  histiocytes  and 
lymphocytes.   Abnormal  biopsies  (2  patients) 
showed  variable  length,  mostly  short  and  broad 
unscalloped  villi  with  rounded  crypts.   The 
surface  epithelium  showed  increased,  more  dense 
infiltration  and  was  cuboidal  in  places.   Barium 
meal  roentgenograms  were  normal  in  2^  of  28 
patients.  These  patients  showed  flocculation  and 
sedimentation  of  the  barium  while  1  showed  pro- 
minent mucosal  folds.   Acute  injury  due  to 
salmonellosis  occurs  quickly  and  results  in  only 
mild  functional  derangement  of  the  small  intestine 
which  recovers  quickly. 

7657      OVARIAN  TUMORS:   AN  EXTENSION  OF  THE 

PEUTZ-JEGHERS  SYNDROME.   (E.)  Christian, 

C  D   (U.  Arizona  Coll.  Med.,  Tucson).  Am.    J. 
Obstet.    Gynecol.    1 1 1  C*)  :  529-53'* ,  1971. 


A  review  of  the  literature  with  15  references    J 
and  discussion.  \ 

7658      COMPOSITION  AND  BILE  SALT  TRANSFORMING 

CAPACITY  OF  THE  BACTERIAL  FLORA  OF 
ILEAL  EFFLUENT  IN  PATIENTS  WITH  ILEOSTOMIES. 
(E.)   Percy-Robb,  I.  W.  (Roy.  Infirm.,  Edinburgh, 
Scotland),  W.  A.  Telfer  Brunton,  J.  C.  Gould, 
K.  n.    Jalan,  J.  P.  A.  McManus  and  W.  Si  reus. 
s'aand.   J.   Gastroenterol.    6(7)  :625-630,  1971. 

A  variety  of  aerobic  and  anaerobic  organisms  were 
isolated  from  the  ileal  effluent  in  h   patients 
with  ileostomies.   Streptococcus  and  Gram-negativ 
col i form  bacilli  were  present  in  all  specimens, 
Staphylococcus  albus  and  Candida  were  isolated 
in  small  numbers,  and  Staphylococcus  pyogejies.  or 
Lactobacillus  acidophilus  were  not  seen.   Anaerol 
included  cToFtridium  welchii ,  Bacteroides 
necrophorus  and  B_.  fragilis  and  Veillonella 
"species.   Deconjugat ion  of  sodium  taurocholate 
was  demonstrated  for  all  of  the  Bacteroides  and 
Clostridium  strains;  dehydroxylation  was  not 
observed  in  any  of  the  organisms.   Following 
incubation  of  fecal  suspensions  from  normal  sub- 
jects, 95-100%  of  the  radioactive  taurocholate 
was  found  to  be  deconjugated  and,  in  addition, 
radioactivity  was  found  in  the  deoxycholic  acid 
recovered  from  cultures.   The  reason  for  the 
failure  to  effect  7  a-dehydroxyl ation  may  be 
that  the  flora  is  exposed  to  the  intestinal  con- 
tents for  a  relatively  short  time  in  patients 
with  ileostomies. 

7659  MULTIPLE  NECROTIZING  INTESTINAL  INFARC 
(Sp.)   Ludmer,  B.  Bol.    Soc.   Argent. 

Cir.    32(0:19-26,  1971. 

7660  NEUROFIBROSARCOMA  OF  THE  DUODENUM. 
(E  )   Clapp,  W.  A.  (Cent.  Maine  Gen. 

Hosp.,  Lewiston)  and  R.  Haas.  J.   Maine  Med. 
Assoc.   62(3):55-56,  1971. 

7661  INTESTINAL  VOLVULUS  SECONDARY  TO  A 
VENTRICULOPERITONEAL  SHUNT.   CASE 

REPORT.   (E.)   Sakoda,  T.  H.  (U.  Kansas  Med. 
Ctr.,  Kansas  City),  J.  A.  Maxwell  and  C.  E 
Brackett,  Jr.  J.    Neurosurg.    35(l):95-96,  19/I- 

7662  NEURILEMMOMA  OF  THE  JEJUNUM  AS  THE 
CAUSE  OF  BLEEDINGS  FROM  THE  ALIMENTAR 

TRACT.   (Pol.)   Gajda,  J.  (Dist  Hosp   Lidzbar 
Poland).  Pol.   Przegl.    Ch^r.    A3(5) :765-767,  197 

7663  AGE  AND  THE  TESTIS  AFTER  RESECTION  OF 
THE  SPERMATIC  CORD  IN  THE  REPAIR  OF 

INGUINAL  HERNIA.   (E.)   Heifetz,  C.  J-  (Je'^ish 
Hosp.,  St.  Louis,  Mo.).  Am.   J.   Surg.    12UbJ: 
63'*-636,  1971. 
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766'*      INTESTINAL  FISTULA  AFTER  PELVIC 

IRRADIATION  AND  RADICAL  SURGERY.   (E.) 
Fortner,  J.  G.  (Mem.  Hosp.  Cancer  Allied  Dis., 
New  York,  N.  Y.),  E.  J.  Beattle,  Jr.  and  M.  J. 
Casey.  Postgrad.    M^d.    50(1 ): 168-171 ,  1971. 


7675      A  SINGLE  LAYER  INTESTINAL  SUTURE.   (Pol.) 

Golab,  W.  (Med.  Acad.  1st  Surg.  Clin., 
Zabrze,  Poland),  K.  Smigla  and  M.  Pardela.  Pol. 
Przegl.    Chir.    '♦3(3)  :'t95-501  ,  1971. 


7665      WATER  AND  SALT  METABOLISM  IN  ACUTE 

INTESTINAL  OBSTRUCTION.   (Rus.) 
Matiushin,  I.  F.  and  G.  A.  Maksimov.  Eksp. 
Khir.   Anestesiol.    l6(3):20-23,  1971. 


7666      MECKEL'S  DIVERTICULUM  IN  CHILDREN 

(SURVEY  OF  17  CASES).   (Fr.)   Delegher, 
Y.  (Brugmann  Univ.  Hosp.,  Brussels,  Belgium). 
Acta  Chir.    Belg.    1Q{\) -.IQ-kk ,    1971. 


7676      TRAUMATIC  PARTIAL  RUPTURE  OF  DUODENUM 

WITH  OCCLUSION  BY  HEMATOMA  IN  THE  WALL. 
(Fr.)   Devic,  G.,  J.  Garde  and  J.  Gelain.  Lyon 
Chir.    67(3):208-209,  1971. 


7677      REPORT  OF  A  NEW  CASE  OF  OCCLUSIVE 

TRAUMATIC  HEMATOMA  OF  THE  DUODENUM. 
(Fr.)   Desjacques,  P.,  B.  Miguet  and  T.  Kalonji. 
Lyon  Chir.    67(3) :209-21  1  ,  1971. 


7667      ILEAL  REVERSAL  TO  COMPENSATE  FOR  THE 
LOSS  OF  THE  ILEO-CAECAL  VALVE.   (E.) 
O'Reilly,  K.  (Mater  Mi ser i cord iae  Hosp.,  Brisbane, 
Australia).  Med.    J.    Aust.    1 (1 5) :805-806,  1971. 


7678      TRAUMATIC  INTERSTITIAL  RUPTURE  OF  THE 

THIRD  PART  OF  THE  DUODENUM  WITH  COM- 
PRESSIVE HEMATOMA  IN  THE  WALL.   (Fr.)   Pouyet,  M. 
J.  Balatre  and  D.  Tomada.  Lyon  Chir.    67(3) :213, 
1971. 


II   i 


7668      GARDNER'S  SYNDROME:   A  REPORT  OF  FOUR 

CASES.   (E.)   Leichtling,  J.  J.  (Mt . 
Sinai  Sch.  Med.,  New  York,  N.  Y.).  Mt.    Sinai  J. 
Med.    38(3):311-323,  1971. 


7669      EXTERNAL  DUODENOSTOMY,  AFTER  PARTIAL 

GASTRECTOMY,  IN  THE  DUODENAL  STUMP 
PRESENTING  DIFFICULTIES  OF  ITS  CLOSURE.   (Pol.) 
Dabrowski ,  W.  (Mil  it.  Hosp.,  Tomaszowie  Mazow, 
Poland)  and  J.  Kolasa.  Pol.    Przegl.    Chir.    kl\j,)  : 
't89-493,  1971. 


7679      DIVERTICULOSIS  AND  MUSCULAR  HYPERTROPHY 

OF  THE  SMALL  INTESTINE  OF  HORSES,  PIGS 
AND  SHEEP.   (E.)   Cordes,  D.  0.  (Ruakura  Anim. 
Heal  tin  Lab.,  Hamilton,  New  Zealand)  and  H.  F. 
Dewes.  NZ  Vet.    J.    1 9 (5) : 108-1 1 1 ,  1971. 


7680      A  BYPASS  OPERATION  FOR  OBESE  HYPER- 

LIPIDEMIC  PATIENTS.   (E.)   Buchwald,  H. 
(U.  Minnesota  Health  Scis.  Ctr.,  Minneapolis) 
and  R.  L.  Varco.  Surgery   70(l):62-70,  1971. 


7670      A  CASE  OF  PHLEGMONOUS  SEGMENTAL 

ENTERITIS.   (Rum.)   Balcu,  G.  (United 
Hosp.,  Vaslui,  Rumania),  P.  Benes  and  N.  Burcoveanu. 
Rev.   Med.    Chir.    lasi    (Rmmna)    75 (l ) :21 7-21 9,  1971. 


7681      LEIOMYOSARCOMA  OF  THE  ILEUM.   (E.) 

Mathur,  K.  S.  (S.N.  Med.  Coll.,  Agra, 
India),  D.  K.  Hazra  and  M.  M.  Singh.  Indian  J, 
Med.   Soi.    25  (3) :  180-182  ,  1971. 


7671      DRAINAGE  OF  THE  SMALL  INTESTINE  IN  THE 

SURGICAL  TREATMENT  OF  INTESTINAL 
OBSTRUCTION.   (Rus.)   Androsov,  N.  S.  Vestn. 
Khir.    106(5)  I'^O-'tS,  1971. 


7682      A  RADIOLOGICAL  REVIEW  OF  DUODENAL 
DISEASE.   (E.)   Craig,  J.  0.  M.  C. 
(St.  Mary's  Hosp.,  London).  Jr.  J.    Med.    Soi. 
l'(0(5):210-225,  1971. 


7672      INFLAMMATORY  DISEASES  OF  THE  COLON. 

(Sp.)   Garcia  Marrero,  L.  and  J. 
Marcos  Lopez.  Radiologia    (Madr.)    1 3 (2) : 1 I9- 1 32 , 
1971. 


7683      AN  EXPERIMENTAL  STUDY  OF  INVERTING 

INTESTINAL  ANASTOMOSES.  (E.)  Nagaya, 
T.  (Nagoya  U.  Sch.  Med.,  Japan).  Nagoya  J.  Med. 
Soi.    3'»(1)  :'t1-68,  1971. 


7673      DIAGNOSIS  OF  ACUTE 
(Fr.)   Martinet ,  C. 
7,  Pt.  2(5):855-870,  1971. 


INTESTINAL  OCCLUSION. 
Rev.   Med.   Toulouse 


7(>Sk  PRIMARY  DUODENAL  CARCINOMA.   (Pol.) 

Lazecki,  L.  (Med.  Acad.  Inst.  Roentgenol 
Warsaw,  Poland).  Wiad.    Lek.    24(6)  :519-52't,  1971. 


767't      ABOUT  38  OBSERVATIONS  OF  MECKEL'S 

DIVERTICULUM.   (Fr.)   Devic,  G.,  J. 
Garde  and  J.  Gelain.  Lyon  Chir.    67 (3) : I69- 1 72  , 
1971. 


7685      DEFICIENCY  OF  INTESTINAL  LACTASE  IN 

THE  PATHOPHYSIOLOGY  OF  THE  INTESTINE. 
(Fr.)   Nicolaescu,  T.  (D.  Danielopolu  Acad.  Med. 
Sci.,  Bucharest,  Rumania),  P.  Stoiculescu  and  E. 
Bittman.  Rev.    Roum.    Physiol.    8(2) : 129-1 33,  1971. 
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7686      A  FRESH  CASE  OF  CARCINOID  TUMOR  OF  THE 
DUODENUM.   (Fr.)   Adloff,  M.  (CHU  Gen. 
Surg.  CliiT.  A,  Strasbourg,  France),  M.  Lampert 
and  E.  Nouzha.  Chivurgie   97  (6)  :'405-'*08,  1971. 


7687      ATRESIAS  OF  THE  SMALL  INTESTINE.   II 

(Fr.)   Daudet,  M.  (Edouard  Herriot  Hosp. 
Lyon,  France),  A.  Pichon,  J.  P.  Chapuis  and  M. 
Crouzet.  Cdh.    Med.    Lyon  k7 {2})  ■.2Sh3-2S(>5  ,    1971. 


7688      ILEUS  FROM  INTESTINAL  INCARCERATION  IN 

GAPS  OF  THE  GREATER  OMENTUM.   (Ger.) 
Schroder,  H.  J.  (Altona  Gen.  Hosp.,  Hamburg,  Ger- 
many). Chir.    Praxis    1 5  (2) :225-228,  1971. 


and  A.  Mertens. 
1971. 


Arch.   Fr.  Pediatr.   28(5)  :5'«5-552, 


7692      SMALL  BOWEL  INJURIES  IN  CHILDREN  AFTER 

BLUNT  ABDOMINAL  TRAUMA.   (E.)   Kakos , 
G.  S.  (Ohio  State  U.  Hosp.,  Columbus),  J.  L. 
Grosfeld  and  T.  S.  Morse.  Ann.    Surg.    17'*(2): 
238-241,  1971. 


7693      A  CASE  OF  PEUTZ  JEGHERS  SYNDROME 

ACCOMPANYING  DEVELOPMENT  OF  MALIGNANT 
GROWTH.   (Jap.)   Suzuki,  T.  (Women's  Med.  Coll., 
Tokyo,  Japan),  H.  Orihata  and  J.  Yamanaka.  Tokyo 
Joshi  Tkadaigaka  Zasshi    (J.    Tokyo  Worn.    Med.    Coll.. 
'♦l(5):375-380,  1971. 


7689      COINCIDENCE  OF  A  SEVERE  TROPHIC  ILEITIS 

AFTER  RADIUM  THERAPY  WITH  A  CARCINOID 
TUMOR  IN  THE  SAME  SECTOR  OF  INTESTINE.   (Ger.) 
Gunter,  H.  (Rudolfstift  Hosp.,  Vienna)  and  M. 
Redtenbacher.  Bruns  Beitr.    Klin.    Chir.    218(7): 
655-656,  1971. 


769A      VOLVULUS  OF  THE  SMALL  INTESTINE  DUE  TO 

MALROTATION  OCCURRING  IN  LATE  ADOLESCEN 
A  CASE  REPORT.   (E.)   Deodhar,  S.  D.  (Seth  G.  S. 
Med.  Coll.,  Bombay,  India).  J.   Postgrad.   Med. 
\%(3):\h2-yhk,    1971. 


7690      OCCULT  SMALL  BOWEL  TUMOURS:   THEIR 
DIAGNOSTIC  FEATURES  AND  MANAGEMENT. 
(E.)   Aubrey,  D.  A.  (Roy.  Infirm.,  Cardiff,  Wales), 
L.  H.  Blumgart,  G.  T.  Davies  and  I.  H.  Gravelle. 
Br.   J.   Surg.    58(9) :678-68A,  1971. 


7695      MECKEL'S  DIVERTICULUM  AS  CAUSE  OF  ACUTE 

ABDOMEN  IN  THE  NEWBORN  PERIOD.   (Ger.) 
Lanq,  H.  D.  (Hed.  Acad.  Surg.  Clin.,  Magdeburg, 
Germany)  and  H.  Vinz.  Chirurg   42 (6) :276-278, 
1971. 


7691      NEONATAL  HEMORRHAGIC  NECROSIS  OF 

INTESTINAL  MUCOUS  MEMBRANE.  REPORT  OF 
A  CASE.  (Fr.)  Duyck,  E.  M.  (St.  Niklaas  Clin., 
Kortrijk,  Belgium),  G.  De  Bethune,  E.  Van  Maele 


7696      INTESTINAL  ABSORPTION  OF  OLIGOPEPTIDES 

IN  CYSTINURIA.   (E.)   Asatoor,  A.  M. 
(Westminster  Med.  Sch .  ,  London),  M.  R.  Crouchman 
and  A.  R.  Harrison.  Clin.    Sai.    i*!  (1)  :23-33,  1971 


See  also  numbers:   7205,  7206,  7207,  7't98,  7516,  7522,  7525,  7584,  7597,  7615,  76l6,  7622,  7624,  7633, 
7643,  7788,  7795,  8023 
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7697      AZATHIOPRINE  (IMUREL)  THERAPY  IN 
CROHN'S  DISEASE.   (E.)   Fausa,  6. 
(Univ.  Hosp.,  Oslo,  Norway)  and  E.  Gjone.  Aota 
Med.    Saand.    I90  (3)  :2n-212,  1971. 

Nine  patients  with  active  Crohn's  disease  for  li 
to  10  yr  were  treated  with  azathioprine  (Imurel) 
for  periods  ranging  from  3i  to  12  months.   Treat- 
ment produced  improvement  in  7  patients,  6  of 
whom  returned  to  work.   There  was  healing  in  2 
of  the  3  patients  with  fistulae.   Azathioprine 
treatment  may  be  useful  in  recurrent  cases  of 
Crohn's  disease  where  previous  surgery  precludes 
further  resection',  or  if  extensive  lesions  make 
the  patient  unsuitable  for  surgery.  Treatment 
may  also  be  of  value  to  improve  the  condition  of 


I 


patients  before  surgery,  and  in  all  cases  of 
inoperable  fistulae.   All  cases  tolerated  the 
drug  without  signs  of  bone  marrow  depression;  1 
patient  suffered  increased  loss  of  hair.   Cortio 
steroid  (prednfisone)  therapy  was  given  in 
addition  to  azathioprine  in  6  of  the  patients. 
Dosage  of  azathioprine,  based  on  body  weight, 
varied  between  75  and  200  mg  per  day. 

7698      EARLY  OR  LATE  OPERATION  IN  THE  TREATME 

OF  CROHN'S  DISEASE.   (E.)   Krause,  U. 
(Univ.  Hosp.,  Uppsala,  Sweden).  Saand.   J. 
Gastroenterol.    6(6)  :479-48l ,  1971. 

The  possibility  of  reducing  the  recurrence  rate 
of  Crohn's  disease  by  the  introduction  of  radica 
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surgery  at  an  early  stage  in  the  disease  is  raised. 
The  recurrence  rate  after  surgical  treatment  of 
Crohn's  disease  has  been  reported  to  be  between 
20  and  60%.      Although  conservative  medical  treat- 
ment may  improve  the  general  state  in  an  acute 
attack,  the  long-term  results  indicate  a  higher 
incidence  of  complications  and  even  a  higher 
death  rate  after  corticosteroid  treatment  than 
after  rest  and  diet  only.   Eighty  to  90^  of  all 
patients  treated  medically  sooner  or  later  require 
surgical  intervention  as  a  result  of  complications. 
The  recurrences  after  radical  resections  have 
shown  a  better  prognosis  in  the  long  term  than 
those  after  non-radical  resections.   There  is 
much  evidence  indicating  that  a  spread  will  occur 
during  conservative  treatment.   In  favor  of  an 
early  operation  are  the  factors  that  a  macro- 
scopically  larger  anatomic  extent  of  the  disease 
is  probably  associated  with  a  higher  incidence 
of  recurrences,  and  that  a  macroscopical ly  radical 
resection  in  a  patient  with  a  large  involvement 
of  gut  means  a  very  large  resection  with  a  higher 
risk  of  postoperative  malabsorption.   The  only 
way  to  resolve  this  question  is  to  operate  every 
second  patient  early,  i.e.  as  soon  as  a  true 
diagnosis  of  Crohn's  disease  is  made,  and  the 
others  late  (after  severe  complications). 


7699      SURGICAL  MANAGEMENT  OF  REGIONAL  ENTERITIS. 

(E.)   Glotzer,  D.  J.  and  W.  Silen  (Beth 
Israel  Hosp. ,  Boston,  Mass.).  Gastroente'rology 
6l(5):751-756,  I971. 

The  surgical  management  of  regional  enteritis 
involving  predominantly  the  small  intestine  is 
reviewed.   Operative  therapy  is  generally  reserved 
for  the  complications  of  the  disease,  rather  than 
occupying  a  role  as  the  primary  modality  of  treat- 
ment.  The  advantages  and  disadvantages  of  resec- 
tion and  the  exclusion  bypass  procedures  in  the 
treatment  of  regional  ileitis  are  compared.   The 
complications  which  are  considered  as  possible 
indicators  for  surgical  management  include  acute 
enteritis,  obstruction,  fistulae,  anal  fistulae 
and  abscesses,  free  perforation  and  abdominal 
abscess  and  perforation.   Although  true  avail- 
ability of  antibiotics  and  better  physiological 
and  metabolic  management  have  improved  the  short- 
term  outlook,  surgical  therapy  of  regional  enteritis 
has  not  otherwise  advanced  significantly  In  the 
last  25  yr.   Surgical  therapy  seems  to  have 
reached  its  limits  in  regional  enteritis  unless 
advances  In  transplantation  make  it  possible  to 


replace  intestine  so  extensively  involved  as  to 
render  the  patient  a  nutritional  cripple. 


7700      THE  PLACE  OF  SURGERY  IN  CROHN'S  DISEASE, 

(E.)   Williams,  J.  A.  (Gen.  Hosp., 
Birmingham,  England).  Gut   1 2  (9)  :739-7't9 ,  1971. 

The  surgical  management  of  patients  with  Crohn's 
disease  is  reviewed  (68  references).  The  clinical 
picture  in  acute  ileitis  is  often  similar  or 
identical  to  that  of  acute  appendicitis  and  is 
usually  diagnosed  at  laparotomy  by  the  appearance 
of  a  thickened,  inflamed  terminal  ileum.   Over 
90%  of  patients  diagnosed  as  acute  ileitis  at 
laparotomy  never  manifest  the  signs  of  chronic 
Crohn's  disease.   Appendectomy  in  this  group  of 
patients  seems  warranted  in  that  it  would  enable 
acute  appendicitis  to  be  excluded  from  the 
differential  diagnosis  in  any  future  attack.   Free 
perforation  into  the  peritoneal  cavity  is  a  rare 
complication  of  Crohn's  disease.   Surgery  should 
be  used  in  Crohn's  disease  in  the  management  of 
Its  complications  which  include  anemia  and  bleeding, 
abscess  formation,  fistula  formation  and  peri- 
anal complications.   The  particular  implications 
of  Crohn's  colitis  are  discussed.   Surgical 
techniques  include  excision  and  bypass,  with  most 
surgeons  favoring  excision.   The  incidence  of 
recurrence  and  mortality  after  surgery  reported 
by  various  investigators  are  compared. 


7701      CROHN'S  DISEASE.   TREATMENT  BY  CORTICO- 
STEROIDS, ANTIBIOTICS  AND  PSYCHOTHERAPY. 
(E.)   Paulley,  J.  W.  (Ipswich  Hosp.,  England). 
Psyohother.    Psyahosom.    19(1 -2)  :  1 1 1-1 17,  1971. 


7702      THE  SURGICAL  TREATMENT  OF  INTESTINAL 

PERFORATION  INTO  THE  PERITONEAL  CAVITY 
IN  CROHN'S  DISEASE.   (Fr.)   Menguy,  R.  (Univ. 
Chicago  Sch.  Med.,  111.).  Chirurgie   97 ('t): 
205-214,  1971. 


^ 
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LIVER  IN  CROHN'S  DISEASE.   (E.)   Anonymous. 
Br.   Med.   J.    3(5773)  :'i91  ,  1971. 


URETERAL  STENOSIS  AND  REGIONAL  ILEITIS. 
(Ger.)   Pum,  H.  (Gen.  Polyclin., 
Vienna).  Aata  Chir.    Austria   3(2):51-5'«,  1971. 


See  also  numbers:   7790,  7570,  7771,  7789,  7790 
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7705      RELATIONSHIP  BETWEEN  FAECAL  BILE  ACIDS. 
ABSORPTION  OF  FAT  AND  VITAMIN  B)2,  AND 
SERUM  LIPIDS  IN  PATIENTS  WITH  ILEAL  RESECTIONS. 
(E.)   Miettinen,  T.  A.  (U.  Helsinki  3rd  Dept. 
Med.).  Eur.    J.    Clin.    Invest.    1  (6)  :'<52-'t60,  1971. 

Meal  dysfunction  was  not  present  in  the  3  patients 
with  incomplete  resection  of  the  terminal  ileum 
(IIR),  while  3  of  7  studies  on  the  9  patients 
with  complete  terminal  ileum  resections  (CIR) 
showed  reduced  vitamin  B)2  absorption.   The  mean 
fecal  fat  excretion  was  higher  after  CIR  than 
after  IIR,  or  in  controls,  and  fecal  bile  salt 
excretion  was  normal  in  patients  with  IIR.   Most 
patients  with  CIR  showed  bile  salt  excretion 
values  2-12  times  higher  than  normal,  not  dependent 
on  body  weight,  and  further  augmented  by  cholestyra- 
mine administration.   The  length  of  ileal  resec- 
tion bore  no  relation  to  the  fecal  bile  salt  loss, 
which  correlated  with  fecal  mass,  fecal  fat  and 
vitamin  B12  absorption.   Fecal  bile  acids  were  a 
sensitive  index  of  ileal  dysfunction  in  patients 
with  CIR.   However,  no  abnormality  in  fecal  bile 
acids  was  present  in  patients  with  IIR.   Low  B- 
sitosterol  levels  in  the  jejunum  of  IIR  patients 
suggested  that  the  intestinal  contents  were  diluted 
and  explained  the  subnormal  levels  of  cholesterol 
and  total  lipids.   In  CIR,  6-sitosterol  and  bile 
salt  concentrations  were  reduced,  presumably  due 
to  increased  biliary  excretion.   In  both  CIR  and 
IIR,  the  relative  micellar  solubilization  of  the 
sterols  and  lipids  was  normal.   The  oil  phase  was 
increased  and  contained  large  amounts  of  digestion 
products,  free  fatty  acids  (FFA)  and  monoglyceri des 
(MG) .   The  concentration  of  micellar  lipids  and 
sterols  did  not  correlate  with  those  of  bile  salts. 
However,  the  molar  sum  of  bile  acids,  FFA  and  MG 
did  correlate  with  both  micellar  cholesterol  and 
6-sitosterol.   Micellar  lipids,  bile  acids,  and 
cholesterol  in  the  intestinal  pool  In  which  S- 
sitosterol  was  dispersed,  was  negatively  correlated 
with  fecal  bile  salts  and  fat,  while  the  oil 
phase  lipids  showed  a  positive  correlation  with 
fecal  constituents.   Both  the  absolute  and  relative 
amounts  of  free  bile  salts  were  higher  in  IIR 
than  CIR  and  controls.   Serum  cholesterol  (free 
and  total)  was  subnormal  in  CIR  while  tryglycerides 
were  not  low  in  CIR  as  compared  with  IIR,  being 
actually  higher  than  controls,  and  serum  cholesterol 
correlated  well  with  micellar  bile  acids,  and 
negatively  with  fecal  bil^e  salts  and  sterol 
balance. 


7706      MICELLAR  SOLUBILIZATION  OF  INTESTINAL 

LIPIDS  AND  STEROLS  IN  GLUTEN  ENTERO- 
PATHY AND  LIVER  CIRRHOSIS.   (E.)   Miettinen,  T.  A. 
(U.  Helsinki  3rd  Dept.  Med.)  and  M.  Siurala. 
Saand.    J.    Gastroenterol.    6  (6) :527-535,  1971. 

Micellar  6-sitosterol  (unabsorbable  internal 
marker)  tended  to  decrease,  while  the  cholesterol 
concentration  and  distribution  between  the  micellar 
and  oil  phases  were  normal  in  7  patients  with 


gluten  enteropathy.  Total  lipids  of  the  micellar 
phase  were  one  half  that  in  the  controls,  the 
relative  amount  being  also  low,  owing  to  the 
large  oil  phase.   In  8  patients  with  anicteric 
liver  cirrhosis  the  intestinal  cholesterol  and 
bile  salt  concentrations  tended  to  be  subnormal; 
however,  no  abnormality  was  seen  in  the  micellar 
solubilization  of  free  or  esterified  sterols.   In 
5  icteric  patients  only  negligible  amounts  of 
lipids  were  found  in  the  micellar  phase;  though 
practically  no  bile  salts  were  present,  lipolysis 
appeared  to  have  occurred  normally.  The  intestina 
bile  salt  patterns  are  nearly  identical  in 
patients  with  gluten  enteropathy  and  liver  cirrhos 
the  relative  amount  of  deoxycholic  acid  tending 
to  be  subnormal.   Micellar  lipids  and  exogenous 
sterols  correlated  in  liver  cirrhosis  and  gluten 
enteropathy  with  the  micellar  bile  salt  concentra- 
tion.  Micellar  solubilization  of  sterols  was 
facilitated  by  the  presence  of  monoglyceri des 
and  free  fatty  acids. 


7707      IMPAIRED  LYMPHOCYTE  REACTIVITY  AGAINST 

TUMOUR  CELLS  IN  PATIENTS  WITH  COELIAC 
DISEASE.   (E.)   Maclaurin,  B.  P.  (U .  Birmingham 
Dept.  Exp.  Pathol.,  England),  W.  T.  Cooke  and 
N.  R.  Ling.  Gut   1 2  (10)  :79'«-800 ,  1971. 

The  reactivity  of  lymphocytes  from  patients  with 
celiac  disease  against  tumor  cells  was  studied 
in  vitro.   When  challenged  with  lymphoma  cells 
TrBp~The  lymphocytes  taken  from  these  patients 
exhibited  a  marked  Impairment  in  both  proliferatio 
and  the  development  of  cytotoxic  capacity  when 
compared  to  normal  lymphocytes.   When  normal 
lymphocytes  were  grown  in  medium  containing  serum 
from  these  patients,  thymidine  Incorporation  was 
depressed  in  8  of  10  subjects,  these  results 
being  similar  to  those  observed  when  lymphocytes 
from  the  celiac  disease  patients  were  grown  in 
normal  serum  and  medium.   While  the  lymphocytes 
of  2  treated  children  appeared  to  show  relatively 
normal  responses  compared  with  the  adult  control 
values,  lymphocyte  responses  of  3  other  infants 
(2  untreated,  1  treated)  were  markedly  depressed. 
In  the  latter  3  subjects,  a  depressant  serum 
factor  was  also  demonstrated.   These  observations 
may  account  for  the  increased  incidence  of 
lymphosarcoma  and  other  tumors  observed  in 
patients  with  longstanding  celiac  disease. 


7708      INTESTINAL  LYMPHOMA  AND  SPRUE:   A      , 

SYSTEMATIC  APPROACH.   (E.)   Dutz,  W.   1 

(Pahlavi  U.  Med.  Sch.,  Shiraz,  Iran),  S.  Asvadi,  ^ 

S.  Sadri  and  E.  Kohout.  Gut   1 2  (10)  :80'4-8lO ,  1971. 

A  standardized  approach  to  intestinal  lymphoma 
was  developed  by  staging  of  the  lymphoma  to 
separate  primary  cases  from  those  caused  by  in- 
filtration from  another  site.  The  villous  struc- 
ture of  the  bowel  in  176  necropsies  of  non- 
lymphomatous  cases  revealed  a  considerable  shift 
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from  the  ideally  normal  finger-shaped  villous 
pattern  towards  leaf-like  and  crest-like  appear- 
ances, with  15^  of  the  adults  and  the  children 
more  than  1  yr  of  age  showing  convoluted  and  flat 
mucosal  patterns.   Of  the  20  cases  of  primary 
ymphoma  that  could  be  completely  analyzed,  90% 
(18  cases)  revealed  sprue-like  atrophy  of  the 
mucosa  (convoluted  and  flat).   Normal  mucosal 
patterns  were  observed  in  both  patients  with 
Hodgkin's  disease  and  in  k   cases  of  gastric 
lymphoma.   Sprue-like  villous  atrophy  of  the  small 
intestine  may  be  a  triggering  factor  in  the 
development  of  primary  intestinal  reticulum  cell 
or  lymphosarcoma. 


7709  COELIAC  DISEASE. 
DIAGNOSIS.  (E.) 
Chi  Id.  Hosp. ,  England) ,  N. 
J.  S.  Stewart.  Arah.  Dis. 
1971. 


REAPPRAISAL  OF  CLINICAL 
Cook,  D.  M.  (Nottingham 
Evans,  A.  Lloyd  and 
Child.    '♦6(249): 705-708, 


Twelve  children,  diagnosed  previously  (I959-I967) 
as  having  celiac  disease,  were  restudied  hematologi- 
ca  ly   radiologically,  and  by  intestinal  biopsy 
Only  6  of  12  patients  were  found  to  have  celiac 
disease.   Symptoms,  including  weight  loss  and 
diarrhea,  had  begun  before  the  end  of  the  second 
1':°!    "[^  '"   a"  but  2  of  the  celiac  children. 
All  but  1  had  a  good  initial  response  to  gluten 
withdrawal.   Two  of  6  patients  with  celiac  disease 
showed  low  hemoglobin  and  2  demonstrated  decreased 
serum  folate.   Barium  examination  revealed  dilata- 
tion of  the  small  intestine  and  thick  mucosal 
folds  in  k   of  the  6  celiac  children.   A  completely 
flat  mucosa  was  observed  in  intestinal  biopsies 
from  ^  celiac  cases.   Since  response  to  diet 
tailed  to  distinguish  between  celiacs  and  non- 
celiacs,  establishing  the  diagnosis  of  celiac 
disease  by  intestinal  biopsy  was  found  to  be 
essential.   The  absence  of  symptoms  in  a  child 
previously  suspected  of  having  celiac  disease 
but  later  on  a  normal  diet,  did  not  exclude  the 
d I agnos  i  s . 


7710 

(E.) 
Pa.). 


MECHANISMS  OF  MALABSORPTION  AND  MAL- 
NUTRITION IN  THE  BLIND  LOOP  SYNDROME 
Goldstein,  F.  (Lankenau  Hosp.,  Philadelphia 
Gastroenterology   61 (5) : 780-784,  I97I. 

The  possible  mechanisms  by  which  small  intestinal 
bacterial  overgrowth  leads  to  the  observed  mal- 
absorption and  the  profound  metabolic  and 
lutritional  deficiency  states  associated  with 
the  blind  loop  syndrome  are  reviewed.   Increased 
sacterial  concentration  in  the  small  bowel  causes 
ncreased  competition  for  dietary  vitamin  Bio 
(preventing  its  absorption),  and  alterations  in 
3ile  salts  leading  to  impaired  micelle  formation 
^hich  IS  a  prerequisite  of  normal  fat  absorption 
lowever,  in  some  patients  there  is  excessive 
>acterial  growth  and  steatorrhea  without  free 
Hie  salts  in  the  upper  small  intestine  indicating 
.hat  other  mechanisms  are  involved  in  bacterial ly 
lediated  d i sturbances .of  fat  absorption.   In 


patients  with  the  blind  loop  syndrome,  protein 
and  carbohydrate  metabolism,  and  presumably 
absorption,  are  also  impaired.   Mucosal  abnormali- 
ties which  occur  in  these  patients  include  in- 
creased numbers  of  inflammatory  cells  in  the 
lamina  propria  and  submucosa,  moderate  reductions 
in  the  villus-crypt. ratio,  and  changes  in  the 
villous  epithelium.   Other  possible  mechanisms 
include  the  incomplete  recovery  of  hydroxy  acids 
converted  from  unsaturated  fatty  acids  of  dietary 
origin  by  intestinal  bacteria,  the  effect  of 
bacteria  on  amino  acids,  and  utilization  of  xylose 
and  other  sugars  by  the  organisms.   Thus,  bacterial 
utilization  of  major  nutrients  is  a  likely 
mechanism  by  which  bacteria  deprive  the  host  of 
his  sources  of  nutrition  and  this  mechanism  could 
significantly  contribute  to  the  profound  mal- 
nutrition associated  with  the  blind  loop  syndrome. 

77' 1      DIET  INDUCED  JEJUNAL  LIPODYSTROPHY  IN 

THE  COTTON  TOP  MARMOSET  (Saguinus 
oedj£us_).   (E.)   Dreizen,  S.  (U.  Texas  Dent.  Sci. 
Inst.,  Houston),  B.  M.  Levy  and  S.  Bernick 
Proa.    Soo.    Exp.    Biol.    Med.     138(1) :7-ll,  1971. 

A  report  on  jejunal  lipodystrophy,  steatorrhea 
and  osteomalacia  produced  in  k   cotton  top  marmosets 
ted  on  high  cholesterol,  coconut  oil,  corn  oil 
and  starch.   All  marmosets  on  this  diet  developed 
diarrhea  by  day  10  which  consisted  of  copious 
stools,  loose,  light  colored  and  fatty  in  appear- 
ance.  No  weight  differences  were  detected  in 
any  animals  consuming  the  test  diet  as  compared 
to  controls.   Radiographic,  histologic  and  bio- 
chemical evidence  of  osteomalacia  was  found  in 
each  cholesterol-coconut  oil-fed  marmoset  and  in 
none  of  the  control  animals.   In  addition  to 
gross  fractures  of  the  tibia  and  fibula,  bone 
loss  throughout  the  axial  skeleton  as  represented 
by  thinning  of  the  cortical  bone,  lamellation 
microfractures,  coarse,  uneven  trabecular  net- 
works and  widening  of  the  medullary  canals  was 
prominent.   Enzyme  and  electrolyte  studies  were 
also  consistent  with  osteomalacia.   All  osteo- 
malacic marmosets  showed  marked  structrral  changes 
in  the  jejunal  villi.   The  cytoplasmic  component 
of  the  absorptive  cells  was  displaced  by  large 
clear  vacuoles  which  distended  the  cells,  com- 
pressed the  nucleus  and  made  them  indistinguishable 
from,  goblet  cells.   They  were  differentiated  from 
the  goblet  cells  by  staining  bright  red  (fat 
positive)  with  oil  red  0  in  frozen  section.   Mean 
serum  cholesterol  in  the  marmosets  restricted  .to 
the  high  fat  diet  rose  almost  3-fold  during  the 
feeding  periods  in  contrast  to  the  absence  of 
change  in  the  control  group.   No  gross  or  micro- 
scopic manifestations  of  atherosclerosis  were 
found  in  any  of  the  hypercholes teremi c  or  control 
animals.  The  massive  intracellular  fat  accumula- 
tion in  almost  all  of  the  jejunal  absorptive 
cells  of  the  marmosets  given  the  test  diet  is 
suggestive  of  an  impaired  functional  capacity  in 
these  eel  Is  . 

7712      RESPONSE  OF  TROPICAL  SPRUE  TO  POORLY 

ABSORBED  SULFONAMIDES  AND  OXYTETRACYCL I NE. 
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If   \      Horta  E.  0.  (U.  Puerto  Rico  Sch.  Med., 
s!n  Juan)   N.  Maldonado.  J.  Fradera.  R.  Santini, 
5r  and  e!  V61ez-Garcra.  Am.    J.    Clin.    Nutr. 
2'*(n):1327-1336,  1971. 

After  baseline  studies,  l^*  patients  with  tropical 
sprue  received  6  months  of  therapy  wth  either 
sS  faguanidlne  (2),  sul fasuxidi ne  (6)  or  oxytetra- 
cvcline  (6).   All  showed  symptomatic  improvement, 
increased  appetite,  weight  gain  and  Progressive 
correction  of  several  parameters  o<^  '  "'^"^' "^' 
absorption  including  xylose  absorption  and  serum 
Tele7s   of  vitamin  B12  and  folic  acid,  with  reversal 
if  the  megaloblastic  anemia  (as  measured  by  hemo- 
globin levels,  reticulocyte  index  and  bone  marrow 
observations)   There  was  significant  improvement 

in  the  histological  picture  of  the  jejunum  after 

biopsy,  but  the  lesion  was  not  cured. 

7713      CARBOHYDRATE  INTOLERANCE  IN  INFANTS 

WITH  DIARRHEA.   (E.)   Lifshitz,  F.  (U. 
Maryland  Hosp..  Baltimore),  P.  Coello-Ramirez,  G. 
Guitierrez-Topete  and  M.  Cornado-Cornet .  J. 
Pediatr.    79(5) : 760-76? ,  1971. 

Subjects  consisted  of  332  infants  hospitalized 
with  severe  diarrhea,  dehydration,  metabolic 
acidosis  and  other  electrolyte  abnormal  1  ties. 
Lactose  intolerance  was  diagnosed  in  255  on  the 
basis  of  stools  with  a  carbohydrate  content  of 
0  25%  or  greater  and/or  a  pH  of  less  than  6.0. 
R;co:ery  within  3  weeks  on  a  milk  diet  occurred 
in  75  of  77  without  lactose  intolerance,  in  1  1 
if  195  with  moderate  lactose  intolerance  and  in 
13  of  60  with  severe  lactose  intolerance.  The 
nto  erance  to  lactose  was  related  to  increasing 
seTe%   of  malnutrition  but  not  to  intercurrent 
infections,  presence  of  ^^t^""  ^P^^^^^ens  or 
prior  episodes  of  gastroenteritis.  Therapy  with 
anUbioJics  increased  the  pH  of  the  stool  but  had 
no  effect  on  carbohydrate  content. 


771'» 


deficiency  among  8  tested.   In  21  "5""° 
immunoglobulin  A  was  detected,  while  trace 
iZnts  were  seen  in  5.   Immunoglobulin  G  levels 
Tre  mostly  in  the  upper  normal  range  or  somewhat 
high.  The  finding  of  a  high  incidence  of  celiac 
disease  in  IgA  deficient  children  suggests  that 
immunological  mechanisms  may  be  '"^°'^«° J"  , .  . 
gluten- induced  small  intestinal  damage  in  celiac 

disease. 

7715      INTESTINAL  BIOPSY  IN  GLUTEN  INTOLERANCE 

OF  THE  CHILD  (100  CASES).   (Fr.) 
Laolane,  R.  (Trousseau  Hosp.,  Paris),  C. 
Lapianc,    V     Fontaine  and  J.  Navarro.  Bull. 
Polonovski,  J.  L.  Fonta  ne  anu  ^-      ,.  .^n] 
Aaad.   Natl.   Med.     Paris     155(7-8) : l^*!  l****.  'i"'- 
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WHIPPLE'S  DISEASE.   (Ger.)   Loose, 
D  A   (St.  Georg  Gen.  Hosp.,  Hamburg, 
Chi^g   '♦2(7):313-316,  1971. 
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CURRENT  THOUGHTS  ON  COELIAC  DISEASE. 

(E  )   Burke,  V.  (U.  Birmingham  Inst. 
Child  Health,  England),  M.  Gracey  and  C-  M- 
Anderson.  Arq.   Gastroenterol.    (Sao  Paulo)   8(2). 
67-72.  1971. 

77lfi      THE  PATTERNS  OF  LIPOLYTIC  ENZYMES  DURING 
^^'^  TuHimm   LIPEMIA  IN  MALNUTRITION  DUE 

TO  MALABSORPTION  SYNDROME  IN  CHILDREN.   (Pol  J 
<;Tr7eDski   0.  (Med.  Acad  Inst.  Pediatr.,  Poznan, 
Poland   J.  ocha.  A.  Waligora  and  Z.  Waligora. 
Pol.   Tyg.   Lek.    26(20)  :7'.2-7'.5,  1971. 
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THE  SMALL  BOWEL  MUCOSA  IN  MALABSORPTION. 

(E.^   Shiner,  M.  (Cent.  Middlesex  Hosp. , 
London).  Arq.   Gastroenterol.    (Sao  Paulo)   8(1): 
25-3'»,  1971. 


IqA  DEFICIENCY  IN  CHILDREN.   A  CLINICAL 

STUDY  WITH  SPECIAL  REFERENCE  TO 
INTESTINAL  FINDINGS.   (E.)   Savilahti,  E.  (U. 
Helsinki  Child.  Hosp.) ,  P.  Plekonen  and  J .  K 
Visakorpi.  Arch.   Dis.    Child.    1.6 (2^49)  =665-670, 
1971. 

,n  the  symptomatology  of  26  children  with  immuno- 
globulin A  deficiency,  separate  disease  entities 
were  observed:   autoimmune  disease,  malabsorption 
syndrome  and  recurrent  respiratory  '"J^^J'°"^- 
In  the  majority  of  patients,  the  '"test.nal 
Ibsorotive  function  was  normal,  as  studied  by 
feca   at  aL  D-xylose  excretion  tests.   Steatorrhea 
wa  found  in  2  patients,  and  1  07^"^  ^  -,^^,  3 
low  urinary  D-xylose  excretion.   In  both  patients 
with  ieatorrhe'a  and  in  1  other  Pati-t,  biopsy 
of  the  small  intestine  showed  total  villous 
atrophy.  These  wer-e  probably  cases  of  celiac 
disease,  though  malabsorption  symptoms  were  not 
always  ;viden?.   Oisaccharidase  assay  ob.opy 
specimens  revealed  2  cases  of  isolated  lactose 

See  also  numbers:   795'* 


7720 


SEVERE  MALNUTRITION  AND  MALABSORPTION 
SYNDROME  IN  INDIVIDUALS  WITH  PARTIAL 
GASTRECTOMY  FOLLOWED  BY  GASTROJEJUNOSTOMY     or.) 
Pfuhl  Neves,  ■^-^^^-Z-,:-  ^  rc."To;;er?:'io;t 

L-.;rM^a-Brr7(Mi-86, 1971. 


7721 

GLUTEN. 
Paris) , 
(Paris) 


LONG  TERM  COURSE  OF  CELIAC  DISEASE  IN 
CHILDREN.   EFFECT  OF  REINTRODUCING 
(Fr.)   Rey,  J.  (Hosp.  Infant.  Dis., 

J.  Jos  and  F.  Rey.  Ann.   Med.   Interne 

122(6-7) :787-790,  1971. 


7722      THE  INTESTINAL  STASIS  SYNDROME.   (Dan.) 
^^       Paulsen,  S.  (Cent.  Hosp..  Holstebro. 
Denmark)  and  S.  H.  Hansen.  Ugeskr.    Laeger 
133(23):1126-1128,  1971. 

,  8043,  8061* 
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7723      TWO  CASES  OF  INFLAMMATORY  STENOSIS  OF 
THE  RECTUM.   (E.)   Bertrand,  P.  (Lyon 
Hosp.,  France)  and  R.  Lombard-Platet .  Am     J 
Proatol.    22(6):39't-396,  I971. 

Two  cases  of  inflammatory  stenosis  of  the  rectum 
in  which  the  cause  was  thought  to  be  a  neoplasm 
are   presented.   In  each  case,  the  tumors  were 
considered  malignant  until  opening  of  the  specimen 
at  which  time  they  were  proven  to  be  benign.   In 
one  case  the  neoplasm  was  a  voluminous  rectosigmoid 
tumor  and  a  Hartman  procedure  was  performed  leaving 
in  place  the  distal  rectum  and  the  anus.   In  the 
other  patient,  a  large  tumor  which  crossed  the 
pouch  of  Douglas  was  found  to  be  a  pseudotumoral 
sigmoiditis.   Thus,  non-cancerous  stenosis  of  the 
rectum  can  occur,  and  until  the  cause  is  proven 
to  be  cancer,  radical  treatment  which  includes 
the  loss  of  the  sphincter  should  not  be  undertaken 
In  such  cases,  excision  of  the  lesion  with  a  re- 
establishment  of  continuity  in  one  or  two  stages 
seems  to  be  the  logical  treatment. 

772')      SEAT  BELT  TRAUMA  OF  THE  COLON.   (E.) 
Towne,  J.  B.  (U.  Nebraska  Coll.  Med 
Omaha)  and  J.  D.  Coe.  Am.    J.    Surg.    122 (5) :683-685 , 

Characteristics  of  colonic  injuries  secondary  to 
lap  type  seat  belt-induced  trauma  were  illustrated 
in  ^patients,  and  rationale  for  treatment  out- 
lined.  Diagnosis  of  these  injuries  initially 
may  be  difficult,  as  classic  signs  of  peritoneal 
irritation  may  be  slow  in  developing.   The 
abdomen  often  shows  minimal  initial  tenderness 
and  normal  bowel  sounds.   Paracentesis  is  of 
great  diagnostic  value  when  positive.  The  sero- 
muscular tears,  which  may  lead  to  fatal  perfora- 
t  on,  and  discrete  colonic  perforations  are 
closed  by  diversion  or  exteriorization.   In  cases 
of  colonic  transection,  the  2  ends  should  be 
brought  out  as  a  colostomy  whenever  possible 
Devitalized  or  devascularized  small  Intestine 
should  be  resected  and  primary  anastomosis  per- 
formed.  The  intestinal  injuries  in  seat  belt 
trauma  apparently  result  from  shearing  between 
the  abdominal  wall  and  the  spine. 


7725 
Conn. ) . 


AGANGL IONIC  MEGACOLON  IN  ADULTS   (E  ) 
Briggs,  H.  C.  (Winsted  Mem.  Hosp., 
Conn.   Med.    35(10:680-683,  I971. 


A  discussion  of  2  adult  patients  with  agangl Ionic 
megacolon  ,s  reported.   In  1  patient  with  a 
diagnosis  of  agangl iosis,  a  2-stage  abdomino- 
perineal pull-through  procedure  of  the  Swenson 
type  was  performed  satisfactorily  following  a 
descending  colostomy  5  weeks  before   After 
recovery,  the  patient  was  in  good  condition  with 
normal  bowel  movements  and  no  fecal  soiling.   The 
second  patient  was  diagnosed  as  having  a  persistent 
neuromuscular  obstruction  with  a  dilated  colon 


and  hypogangl iosis,  and,  at  the  time  of  the 
report,  she  had  undergone  a  colostomy  as  the 
first  stage  of  an  abdominal  pull-through  procedure 
With  both  patients  constipation  was  present  and 
rectal  biopsy  revealed  the  underlying  pathological 
process.   These  observations  suggest  that  agangl Ionic 
megacolon  may  be  present  in  the  pos t-pediat ric 
age  group.   This  diagnosis  should  be  considered 
after  more  common  causes  of  constipation  have 
been  excluded.   The  diagnosis  must  be  established 
by  a  properly  performed  rectal  biopsy.   A  diverting 
colostomy  Is  recommended  as  the  first  stage 
because  of  the  Inability  to  prepare  the  dilated 
colon  and  to  facilitate  the  pelvic  dissection  at 
the  later  definitive  procedure.   The  abdominal 
pull-through  resection  described  by  Swenson  is 
appl Icable  In  adults. 


7726      EFFECTS  OF  OPERATIVE  MANIPULATION  ON  THE 

FLOW  OF  INTESTINAL  LYMPHATICS.  (E  ) 
Akcay,  F,  (U.  Missouri  Sch,  Med.,  Kansas  City) 
and  N.  B.  Ackerman.  4m.  J.    Surg.    122  (5)  :662-665, 

Effects  of  operative  techniques,  which  have  been 
tried  in  resections  of  cancerous  bowel  to  reduce 
the  possibility  of  recurrence  or  dissemination 
of  tumor  emboli,  on  canine  intestinal  lymphatic 
flow  were  studied.   Intestinal  massage  caused  an 
immediate  7-fold  increase  in  lymph  flow  rates, 
the  lymph  frequently  becoming  blood  tinged.   Peak 
levels  of  increased  lymphatic  flow  (7-fold) 
occurred  at  5  to  35  min  after  venous  ligation. 
As  with  intestinal  massage,  lymph  was  blood 
tinged.   If  the  arterial  blood  supply  was  ligated 
following  the  attainment  of  a  stabilized  in- 
creased lymphatic  flow  secondary  to  venous 
ligation,  a  gradual  decrease  of  the  elevated 
lymph  flow  levels  occurred  but  still  remained 
elevated  as  long  as  100  min  after  arterial 
ligation.   Immediately  after  complete  simultaneous 
ligation  of  both  arterial  and  venous  supply, 
the  lymphatic  flow  began  to  decrease,  leveling 
off  between  25  and  50%  of  control  values.   Following 
ligation  of  arterial  blood  supply  alone,  lymph 
flow  rate  decreased  gradually  to  25-50%  of  con- 
trol values.   Under  no  circumstances  did  the 
lymphatic  flow  stop  completely.  Operative  mani- 
pulation of  the  colon  and  the  cancerous  lesion 
should  be  avoided  until  the  final  aspects  of  the 
operative  procedure. 


7727      A  CASE  OF  ACUTE  INFERIOR  MESENTERIC 

VASCULAR  OCCLUSION.   (E.)   Wrate  R  M 
(Newcastle  Gen.  Hosp.,  Newcastle  upon  Tyne' 
England).  Br.    J.    Surg.    58 (8) :632-635 ,  I971. 

The  patient  presented  with  a  sudden  severe  lower 
abdominal  pain  out  of  proportion  to  the  physical 
signs  which  in  the  early  stages  was  confined  to 
the  left  iliac  fossa,  and  frequent  vomiting.   At 
operation  gangrenous  bowel  was  found  extending  7 
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cm  distal  from  the  hepatic  flexure  to  the  midpoint 
of  the  sigmoid  colon,  the  transitional  zone  being 
clear  but  not  abrupt.   There  was  absence  of 
arterial  pulsation  in  the  affected  area  with  some 
free  blood-stained  fluid  in  the  peritoneal  cavity. 
The  gangrenous  bowel  was  excised,  together  with  a 
normal  appearing  ascending  colon,  cecum  and  the 
distal  15  cm  of  the  ileum,  and  end-to-end  anastomosis 
of  the  ileum  to  the  remaining  7  cm  of  the  sigmoid 
colon  was  performed.   The  patient  was  treated 
postoperatively  with  i.v.  fluids,  potassium  and 
ampicillin.   An  indwelling  catheter  was  inserted 
and  gastric  aspirations  were  carried  out  hourly. 

7728      DELAYED  TENSION  PNEUMOPERITONEUM  AFTER 

COLOSTOMY  CLOSURE.   (E.)   Hall,  R.  (Gen. 
Infirm.,  Leeds,  England).  Bv.    J.    Surg.    58(8): 
Slk-51(>,    1971. 

In  all  3  cases  reported  the  patient  showed  rapidly 
increasing  abdominal  distension  beginning  5,  7 
and  13  days,  resp.,  after  i.p.  colostomy  closure 
indicating  that  the  gas  had  leaked  secondarily 
through  the  colonic  suture  line.   The  leak  of  gas 
into  the  peritoneum  appeared  to  represent  the 
passage  of  flatus  through  a  weak  point  in  the 
suture  line  during  a  period  of  i ncoord 1 nated 
colonic  mass  contraction  and  inadequate  anal 
relaxation.   In  one  case  anal  dilatation  failed 
to  prevent  this  complication  indicating  the 
limited  value  of  this  procedure.   In  2  cases 
paracentesis  was  successful  in  alleviating  the 
problem,  and  in  the  other  this  procedure  was  not 
necessary. 


deaths  were  recorded  or  a  mortality  of  1.5%.   Of 
105  patients  who  underwent  snare  removal  and 
fulguration  for  benign  growths  of  the  rectum 
91.6%  of  the  patients  who  were  able  to  be 
followed  were  still  alive  and  free  of  cancer.  _ 
Thirty  patients  with  atypism  or  carcinoma  jn  s_ijtu_ 
of  the  rectum  showed  a  survival  incidence  of 
85  1%        Of  seven  invasive  cancer  cases,  6 
developed  recurrences  and  k    {SI .n)    were  reported 
as  alive  and  free  of  cancer  following  resection. 
Five  patients  who  underwent  a  Beval  type  of  local 
excision  were  all  dead  whereas  82.3%  of  17 
patients  who  had  local  surgical  excision  and  suture 
were  still  alive.   Further  procedures  such  as 
colon  resection,  anterior  resection  of  recto- 
si  qmoidectomy  ,  admonioperineal  resection  or 
excision  all  showed  similarly  high  survival  rates. 


7730 


CURE  OF  AN  ANAL  INCONTINENCE  BY 
PICKELL-RICHARD'S  MYOPLASTY.   (Fr.) 

Lemer  and  Paintaud.  Chivurgie   97 (<♦)  :283-286 , 

1971. 


7731 

and  N. 
92-98, 


TERMINOLOGY  AND  CLASSIFICATION  OF 
ECTOPIC  CECUM.   (Bui.)   Popmihailov,  D. 

Maleev.  Rentgenol.  Radiol.    (Sofia)    10(2): 

1971. 


7732 


SURGICAL  TREATMENT  OF  CARCINOMA  OF  THE | 
ANAL  CANAL.   (Fr.)   Hoi  lender,  L.  F. 

(CHU  3rd  Gen.  Surg.  Serv.,  Strasbourg,  France), 

J.  J.  Kohler  and  P.  Wong. 

2(5): '♦71 -'♦73.  1971. 


J.   Med.   Strasbourg 


7729      PAPILLARY  ADENOMA  OR  VILLOUS  TUMOR  OF 

THE  RECTUM  AND  COLON.   (E.)   Bacon, 
H  E.  (Philadelphia,  Pa.)  and  S.  W.  Eisenberg. 
Ann.    Surg.    17M6) :  1002-1008,  1971. 

Management  of  papillary  adenoma  of  the  low  mid 
and  cephalic  portion  of  the  rectum  is  usually  _ 
treated  by  local  surgical  excision  or  an  abdominal 
pull-through  procedure  if  necessary.   Tumors 
located  in  the  rectosigmoid  region  should  be   _ 
removed  by  rectos igmoidectomy  (anterior  resection). 
Villous  tumors  of  the  colon  should  be  removed  by 
segmental  resection  or  subtotal  colectomy  with 
end-to-end  anastomosis.   Of  261  patients  with 
papillary  adenomas  seen  between  19^0  and  1970,    _ 
?he  average  age  was  55.h   vr  with  1^7  cases  occurring 
in  men  and  \\k    in  women.   The  vast  majority  (196) 
of  these  tumors  were  located  in  the  rectum  and 
162  of  these  were  accurately  described  preopera- 
tively   Of  222  tumors  in  the  rectum  and  recto- 
sigmoid, 117  (52.7%)  of  these  were  benign  and  67 
(30. U)  were  invasive  cancers.   Eighteen  of  39 
(kd   (>%)    of  villous  tumors  of  the  colon  were 
invasive  carcinomas.   In  addition,  I8  cases  were 
found  with  either  coexisting  cancers  elsewhere 
or  previous  malignancies.   Of  52  Pfents  with 
napillary  adenomas  of  the  rectum  12  U3/oJ  dis- 
closed regional  node  metastases.   Surgical  proce- 
dures were  performed  on  256  patients  and  only  2 


77^^      TWO  LONG  TERM  SURVIVALS  AFTER  RADICAL 

PELVIC  OPERATION  FOR  ADVANCED  CARCINOMA 
OF  THE  RECTUM.  (Fr.)  Rodier,  D.  and  J.  Kuntzmam 
J.    Med.    Strasbourg   2(5)  :'t65-'<66 ,  1971. 


773'* 

Bei  rut, 
1971. 


CHRONIC  INTUSSUSCEPTION 

Mishalany,  H.  (American 

Lebanon).  J.   Med.   Liban. 


(E.) 
U.  Hosp., 
2l»(l):73-75, 


I 


7735 


CARCINOMA  OF  THE  ANUS  AND  RECTUM.   (Fr. 

Weill  Bousson,  M.  (CHU  Inst.  Pathol. 
Anat.,  Strasbourg,  France).  J.    Med.    Strasbourg 
2(5):'*'*7-'»55,  1971. 


7736 


CARCINOMA  IN  PERFORATED  DIVERTICULUM 
OF  THE  COLON.   (E.)   Seal,  J.  M. 

(Chicago  Wesley  Mem.  Hosp.,  Chicago,  Ml.),  i^^- 

Med.   J.    139(5):'*98-501  6  560,  1971. 

77^7      NEW  CASES  OF  COLONIC  CROHN'S  DISEASE. 
I.   RECTO-COLON  I C;   2.   COLONIC  WITH 
SIGMOID  DIVERTICULITIS;  3.   COLONIC.   (Fr.)  _ 
Crosetti,  J.  P.,  Stoppa  and  Milani.  Ch^rurg^e 
97('«):215-219,  1971. 


926 


LARGE  INTESTINE 


7738      PERSONAL  EXPERIENCE  OF  PEROPERATIVE 

COLOSCOPY,   (Fr.)   Math?s,  P.  (A  Rue 
Werle,  Reims,  France),  S.  Segal  and  J.  DIot. 
Chirurgie   97(6)  t'lOS-AlO,  1971. 


7739      RECTAL  MYOTOMY  WITH  COLECTOMY:   A  NEW 

RADICAL  OPERATION  FOR  HIRSCHSPRUNG'S 
DISEASE,   (E.)   Kasai,  M.  (Tohoku  U.  Sch.  Med., 
Sendat,  Japan),  H.  Suzuki  and  K.  Watanabe.  J. 
Pediatr.   Surg.    6(l):36-'il,  I971. 


77'«9      ENDOSCOPIC  POLYPECTOMY  IN  THE  PROXIMAL 

COLON.  (E.)  Deyhle,  P.  (U.  Eriangen 
Nuremberg  Dept.  Med.,  Germany),  K.  Seuberth,  S. 
Jenny  and  L.  Demling.  Endoscopy   3  (2)  :  103-105, 


7750      NEURINOMA  OF  THE  DESCENDING  PART  OF  THE 

DUODENUM.   (Ger.)   Gilly,  G.  (Knappschaf ts 
Hosp,,  Recklinghausen,  Germany).  Fortsahr.    Geb. 
Roentgenstr.    Nuklearmed.    1 15 (1 ): 126-128,  I97I. 


77'»0      SOME  REMARKS  ON  THE  TECHNIQUE  OF 
DECOMPRESSIVE  CECOSTOMY.   (Rus.) 
Amelina,  0.  P.  Klin.   Khiv.    5» (6) :74-75,  1971 


77'»1      ANORECTAL  ANOMALIES  IN  NEONATES. 

(SURGICAL  EXPERIENCE  WITH  TWENTY  CASES 
IN  IBADAN).   (E.)   Bankole,  M.  A.  (Univ.  Coll. 
Hosp.,  Ibadan,  Nigeria).  Afr.   J.   Med.    Sai.    2(2): 
I79-I83,  1971. 


775J      THE  COURSE  AND  END  RESULTS  OF  AN 

EXPERIMENTAL  APPENDICULAR  INFILTRATE. 
(Rus.)   Zabegalskaia,  Z.  K.  Eksp.    Khir.   Anestesiol. 
l6(3):23-2'»,  1971. 


7752      BILATERAL  PHEOCHROMOCYTOMA  WJTH  MEGA- 
COLON.  (E.)   Suba,  A.  R.  (]h\    N. 
Meramec,  Clayton,  Mo.).  Mo.    Med.    (Mimia)   68(4) 
256-258,  1971. 


77A2      THE  DERMATOLOGIST  AND  PRURITUS  AN  I. 

(E.)   Racouchot,  J.  E.  (U.  Lyon  Allergol, 
Clin,,  France),  J.  Rivoire,  J.  Y.  Joseph  and  A. 
Rouhani.  Am.    J.    Vrootol.    22(3) : I91-195,  I97I 


77A3      CARCINOMA  OF  THE  COLON,  RECTUM  AND  ANUS. 

(Sp.)   Sastre  Gal  lego,  M.  (Sch.  Med., 
Granada,  Spain)  and  J.  Lopez  Fando  Castro. 
Aotualid.   Med.    '♦7(556)  :289-303,  1971. 


77'»A      XANTHOGRANULOMA  OF  THE  PER  I -ANAL  REGION 

A  CASE  REPORT.   (E.)   Haimoff,  H.  (Tel 
Aviv  U.  Med.  Sch.,  Petah  Tikva,  Israel),  M. 
Dintsman  and  E.  Kessler.  Am.   J.   Proatol.    22(2)- 
123-125,  1971. 


77'«5      CANCER  OF  THE  COLON  IN  THE  YOUNG  ADULT. 

(E.)   Owens,  M.  P.  (USAH  Spec.  Treatment 
Ctr.,  Fort  Gordon,  Ga.).  Ann.   Sura.    H^jd): 
151-153,  1971. 


7746      SOME  PROBLEMS  OF  OUTPATIENT  PROCTOLOGY. 

/M  7  ,  /-,^l;'^•^  '"khvidova,  Z.  M.  Kkirurgiia 
(Mo8k.)   47(7): 154-158,  1971.  ^ 


7747      TRAUMATIC  RUPTURE  OF  THE  APPENDIX. 
(Ger.)   Hennicke,  W.  (Dist.  Hosp., 
Stassfurt,  Germany).  Zentralbl.    Chir.    96(22)- 
750-752,  1971.  ^  V   /• 


7748      HUGE  ENTEROLITH  CAUSING  GRAVE  COMPLICA- 
TIONS IN  THE  SIGMOID.   (Hun.)   Albert, 
S.  (Szeged  Med.  U.,  Hungary).  Magy.   Radiol. 
23(3):181-183,  1971. 


7753      RESULTS  OF  SURGICAL  TREATMENT  FOR 
CARCINOMA  OF  THE  COLON  AND  RECTUM. 
(Pol.)   Piskorz,  A.  (Med.  Acad.  1st  Surg.  Clin., 
Poznan,  Poland)  and  A.  Kompf.  Pol.   Przeql.    Chir 
'•3(3):  475-482,  1971. 


7754      LONG  SEGMENT  HIRSCHSPRUNG'S  DISEASE. 

(E.)   Freeman,  N.  V.  (Alder  Hey  Child. 
Hosp.,  Liverpool,  England).  Proa.   R.    Soa.    Med. 
64(4):378-380,  1971. 


7755      A  RARE  CASE  OF  PERFORATION  OF  THE 
COLON  DUE  TO  A  FISH  BONE.   (Pol.) 
Ciesielski,  L.  (Med.  Acad.  1st  Surg.  Clin. 
Lodz,  Poland),  J.  Korzycki  and  W.  Trojanowski. 
Pol.   Przegl.   Chir.    43(5) : 773-774,  1971. 


7756      CARCINOMA  OF  THE  CECUM.   A  REVIEW  OF 

40  CASES.   (E.)   Cardelli,  R.  M. 
(Penrose  Hosp.,  Colorado  Springs,  Colo).  Roaku 
Mt.   Med.   J.    68(6): 29-32,  1971. 


7757      DIET,  BOWEL  MOTILITY,  FAECES  COMPOSITION 

AND  COLONIC  CANCER.   (E.)   Walker, 
A.  R.  P.  (South  African  Inst.  Med.  Res.,  Johannes- 
burg). 5.  Afr.  Med.   J.    45 (14) :377-379,  1971. 


7758      SPECIAL  INDICATION  FOR  RECTAL  BLADDER 

AFTER  TOTAL  PROSTATOCYSTECTOMY  FOR  A 
TUMOR  AND  DAMAGE  TO  THE  RECTUM.   (Fr.)   Couvelaire, 
R.  (Necker  Hosp.,  Paris).  J.    Urol.   Nephrol. 
(Paris)    77(6): 499-504,  I971. 


7759      UROLOGICAL  COMPLICATIONS  OF  SURGERY 
FOR  ANAL  AND  RECTAL  CARCINOMA.   (Fr.) 
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Bollack,   C.     J.   Med.   Strasbourg  2  (5)  ••'♦61 -'♦63, 
1971. 


7760 

Cornet 
and  P.. 
1971. 


COLONIC  POLYPS.   THEIR  DETECTION  AND 
IDENTIFICATION  BY  COLONOSCOPY.   (Fr.) 
,  A.  (Laennec  Hosp.,  Paris),  J.  P.  Barbier 
Carayon.  Sem.    Hop.    Paris   i»7 (28) : 1844-1850. 


7770 


CANCER  OF  THE  RIGHT  COLON.   (Fr.) 
Baulieux,  J.,  J.  Venouil,  L.  Fischer 

and  P.  Vuillard. 

1971. 


7771 


Cah.   Med.   Lyon   47(20) :2l4l -2149, 


ANORECTAL  CROHN'S  DISEASE.   (E.) 
Huyghe,  J.  (Van  Schoonbekestr.  141, 

Antwerp,  Belgium).  Acta  Chir.    Belg.    70(2): 

111-127,  1971. 


7761  DISEASES  OF  THE  APPENDIX  IN  SOLDIERS 
OF  THE  FEDERAL  ARMY  (1962  TO  1969). 

(Ger  )   Scheele,  G.  (Inst.  Protect.  Med.  Hygiene, 
Kobler.z,  Germany)  and  E.  D.  Schwilden.  Wehrmed. 
Wehrpharm.    9(5-6) :65-78,  1971. 

7762  A  CASE  OF  TETANUS  AFTER  COLECTOMY. 
(Fr.)   Devic,  G.  Lyon  Chir.    67(3): 

216-218,  1971. 

7763  TRANSANAL  ENDOSCOPY  OF  THE  COLON.   (Fr.) 
Segal,  S.  (CHU,  Gen.  Med.  Serv. ,  Reims, 

France) ,  J.  Diot  and  C. 
5l(546):283-299,  1971. 


Maffioli.  MaroG  Med. 


7772      POSTOPERATIVE  TREATMENT  OF  THE  ANORECTAL 

REGION.   (Ger.)   Berg,  M.  (Bronnerstr. 
15,  Frankfurt/M.,  Germany).  Aerztl.    Prax.    23(50) 
2689-2690,  1971. 


7773 


ACUTE  ISCHEMIC  COLITIS  DUE  TO  MILK 

ALLERGY.   (E.)   Sacca,  J.  D.  (46-48 

Hollis  Court  Blvd.,  Flushing.  N.  Y.).  Ann. 

Allergy   29(5) :268-269,  1971. 

7774      PATHOANATOMIC  STUDY  OF  RECTOSIGMOID 

VILLOUS  TUMORS.   (Rum.)   Boicescu,  L. 
(Grivita,  Hosp.,  Bucharest,  Rumania).  Morfol. 
Norm.   Patol.    16(3) :24l -249,  1971. 


7764  NECROTIC  FORMS  OF  COLONIC  OBSTRUCTIONS. 
(Pr.)   Ferrario,  M.  G.  (Timone  Surg. 

Clin.,  Marseille,  France).  Marseille  Chir. 
23(lj!l-12,  1971. 

7765  CONDfTION  OF  THE  LYMPHATIC  AND  BLOOD 
VESSELS  IN  THE  MUSCULAR  TUNIC  OF  THE 

VERMIFORM  APPENDIX  IN  ACUTE  APPENDICITIS.   (Rus.) 
Marchenko,  N.  P.  Arkh.    Patol.    33  (7) -.51-56 ,  1971. 


7766      VENERAL  DISEASE  OF  THE  ANAL  REGION. 

(E.)   Menda,  R.  K.  (G.  T.  Hosp.,  Bombay, 
India),  H.  L.  Chulani,  S.  J.  Yawalker  and  B.  S. 
Kulkar^i.  Die.    Colon  Rectvan   14(6) :454-459.  1971. 


PILONIDAL  SINUSES  OF  THE  ANAL  CANAL: 
REPORT  OF  A  CASE.   (E.)   Wilson,  E. 
Australia),  D.  G.  Failes  and  M. 

Killingback.  'ois.    Colon  Rectvm   14 (6) :468-470 , 

1971. 


11^1 
(Sydney  Hosp 


7768 


AFTERMATH  OF  SURGERY  FOR  ANORECTAL 
CANCER.   (E.)   Brendan  Devlin,  H 

(Stockton  and  Thornaby  Hosp. 

England),  J.  A.  Plant  and  M. 

J.    3(5771):'*13-418,  1971. 


Stockton  on  Tees, 
Griffin.  Br.    Med. 


ll(>^  CURATIVE  AND  PALLIATIVE  SURGERY  IN 

ADVANCED  CARCINOMA  OF  THE  LARGE  BOWEL. 
(E  )   Ellis  H.  (Westminster  Hosp.,  London).  Br. 
Med.   J.    3(5769) :291-293,  1971. 


7775 


SARCOMA  OF  THE  RECTUM.   REPORT  OF  TWO 
CASES    (Bui.)   Gruev,  I.  and  S. 
Nikolov.  Khirurgiia   (Sofiia)    24(2) :225-227,  197 


7776 


P.  N. 


SURGICAL  PROCEDURES  IN  TUMORS  OF  THE 
LARGE  INTESTINE.   (Rus.)   Napalkov, 
Khirrurgiia   (Mosk.)   47(7) :  l'»7-l'*9 ,  1971. 


7777  THE  IRRITABLE  BOWEL  SYNDROME:   CLINICAL 
AND  PATHOPHYSIOLOGICAL  FEATURES.   (E.) 

Waller,  S.  L.  (Cent.  Middlesex  Hosp.,  London). 
R.    C.    Rom.    Gastroenterol.    3(2):80-87.  1971. 

7778  SURGERY  OF  COLON  AND  RECTUM  IN  CHILDREN. 
(Ger.)   Hockerts.  T.  (Univ.  Surg. 

Clin.,  Wurzburg,  Germany),  G.  Bottger  and  W. 
Engel.  Chirurg   42(1):17-22,  1971. 


7779 


ENDOMETRIOSIS  OF  THE  SIGMOID  COLON. 

MASSIVE  INTRAMURAL  HEMATOMA.   (E.) 
Wvnn.  T.  E.  (St.  Joseph's  Hosp.,  San  Francisco. 
Calif.).  Arch.   Pathol.    92(l):24-27,  1971. 


7780  GIANT  CYST  OF  THE  SIGMOID  COLON.   (E.) 
Barratt,  J.  G.  (Dist.  Hosp.,  Hornsby. 

Australia).  Aust.   Radiol.    15(1) =38-40,  1971. 

7781  ASPECTS  OF  DISEASES  OF  THE  COLON. 
CARCINOMA,  DIVERTICULAR  DISEASE  AND 
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ULCERATIVE  COLITIS. 
Hosp.,  London).  Cas. 
684-687,  1971. 


7782 


(Cz.)   Raven,  R.  W.  (Marsden 
Lek.    Cesk.    ) 10(28-29): 


CYSTIC  PNEUMATOSIS  OF  THE  COLON.   WITH 
REFERENCE  TO  TWO  CASES.   (Fr.)   Touzard, 

R.  C.  (Salpetriere  Surg.  Clin.,  Paris).  Chiruraze 

97(6):'4ll-/*l8,  1971. 


7783      PRIMARY  TUBERCULOSIS  OF  THE  LARGE 

BOWEL.   (A  CASE  REPORT) .   (E.) 
Ratnasabapathy,  P.  M.  (Madras  Med.  Coll.,  India), 
R.  Natanasabapathy  and  A.  R.  Balakri shnan . 
Antiseptic  68  ik) -.238-300,    1971. 


7784 
Surg. 


7785 


THE  AETIOLOGY  OF  APPENDICITIS.   (E.) 
Burkitt,  D.  P.  (MRC,  London).  Br.    J. 
58(9):695-699,  1971. 


CONTINUOUS  SUCTION  DRAINAGE  OF  THE 
PELVIC  WOUND  SPACE  AFTER  AMPUTATION  OF 
THE  RECTUM.   (Ger.)   Kiene,  S.  (Univ.  Surg  Clin., 
Rostocl,  Germany).  Zentralbl.    Chir.    96(30)- 
1026-1031,  1971. 


7786 

and  L. 
1971. 


SIGMOIDITIS  IN  ITS  VARIOUS  FORMS.   (Fr.) 
Baulieux,  J.,  P.  Vuillard,  J.  Venouil 
Fischer.  Cah.    Med.    Lyon.    47 (24) :2693-2708 , 


See  also  numbers:  7210,  7482,  7483,  7484,  7494,  7495,  7587,  7623,  7654 
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7787      THE  LONG-TERM  RESULTS  OF  PARTIAL  RESEC- 
TION OF  THE  LARGE  BOWEL  FOR  INTESTINAL 
CARCINOMAS  COMPLICATING  ULCERATIVE  COLITIS.   (E.) 
Hult^n,  L.  (Sahlgrens  Hosp.,  Gothenburg,  Sweden), 
J.  Kewenter  and  N.  G.  Kock.  Saccnd.    J.    Gastroenterol. 
6(7):601-604,  1971. 

Of  9  patients  who  had  partial  resection  of  the 
large  intestine  for  intestinal  carcinoma  complicat- 
ing ulcerative  colitis,  3  subsequently  developed 
a  second  carcinoma  in  the  cecal  or  rectosigmoid 
area.   Primary  carcinomas  were  generally  localized 
to  the  descending  colon  and  rectum.   In  the  3 
patients  with  a  second  carcinoma,  the  tumor  was 
primary,  and  not  a  metastasis  or  local  recurrence 
of  the  previous  growth.   The  remaining  6  patients 
are  still  alive  5-20  yr  after  the  resection  for 
the  carcinoma  without  any  signs  of  recurrence  or 
of  a  new  primary  growth.   Cases  of  intestinal 
carcinoma  complicating  ulcerative  colitis  should 
always  be  managed  by  complete  proctocolectomy 
and  ileostomy,  rather  than  by  more  limited  surgery. 


7788      BILE  SALT,  FAT,  WATER,  AND  VITAMIN  Bio 

EXCRETION  AFTER  ILEOSTOMY.   (E.) 
Miettinen,  T.  A.  (U.  Helsinki  3rd  Dept.  Med.)  and 
P.  Peltokallio.  Soand.    J.    Gastroenterol.    6(6): 
543-552,  1971. 

The  mean  bile  acid  elimination  was  insignificantly 
increased  in  16  patients  subjected  to  total 
colectomy  and  ileostomy  for  ulcerative  colitis. 
A  positive  correlation  was  found  between  effluent 
ileostomy  discharge  and  both  bile  acid  and  bile 
salt  output.   Though  the  ileostomal  fat  output 
was  slightly  increased  in  11  patients,  the  neutral 


sterol  excretion  was  unchanged.   Fecal  fat  and 
neutral  steroids  showed  no  correlation  with  each 
other  nor  with  the  effluent  mass  or  the  bile 
salts;  however,  a  negative  correlation  was  found 
between  fecal  fat  and  the  Schilling  test.   Apart 
from  deconjugation  of  bile  salts,  bacterial 
action  on  ileostomal  acidic  and  neutral  steroids 
was  negligible  or  absent.   Micellar  bile  salt 
and  lipid  concentration  were  normal  in  jejunal 
contents  after  a  fat  meal;  however,  the  oil  phase 
was  larger  in  colectomized  subjects,  indicating 
some  defect  in  the  transfer  of  lipids  from  the 
oil  to  the  micellar  phase.   Serum  cholesterol 
was  normal,  and  serum  methyl  sterols  correlated 
with  sterol  balance  data,  indicating  that  aug- 
mented loss  of  cholesterol  as  bile  acids  was 
balanced  sufficiently  by  increased  cholesterol 
synthes  is. 


7789      EPIDEMIOLOGY  OF  ULCERATIVE  COLITIS  AND 

REGIONAL  ENTEROCOLITIS  (CROHN'S 
DISEASE)  IN  NORWAY.   (E.)   Myren,  J.  (Ulleval 
Hosp.,  Oslo,  Norway),  E.  Gjone,  J.  N.  Hertzberg, 
0.  Rygvold,  L.  S.  Semb  and  B.  Fretheim.  Soand. 
J.    Gastroenterol.    6  (6) : 51 1 -5 14,  I97I. 

The  incidence  of  ulcerative  colitis  and  regional 
enterocolitis  (Crohn's  disease)  in  Norway  during 
the  period  1964-69  was  studied  using  reports 
from  57  hospitals.   The  reported  incidence  of 
ulcerative  colitis  was  747  cases.   Between  110 
and  150  cases  were  reported  each  year  without 
any  obvious  increase  in  the  yearly  rate  (32.9 
per  million  of  the  population  per  year).   A  total 
of  233  cases  of  regional  enterocolitis  was  re- 
ported for  the  whole  country,  an  incidence  rate 


929 


ULCERATIVE  COLITIS 


of  10.5  per  million  of  the  populat , on  per  year. 
?or  both  diseases  the  incidence  was  h.ghest  .n 
the  aqe  group  20-29  yr,  and  there  were  slightly 
^oreTen'than  women.  The  distribution  o  cases 
of  Crohn's  disease  according  to  geograph  cal 
area  d  d%ot  closely  paral  lei  that  «!  ^  «-^'- 

iT^!=   The  ratio  of  ulcerative  colitis  to 
Troll' s'^Zlsl  las   3-2  compared  to  10..  to  1  for 
the  period  1956-1960. 

7790      GRANULOMATOUS  BOWEL  (CROHN 'S)  DISEASE. 

A  RETROSPECTIVE  STUDY  OF  THE  COURSE 
AND  TREATMENT.   (E.)   Fromm,  H .  (Al bany  Med  Col  1 . , 
N.  Y.).  F.  A.  Wilson,  J.  B.  ^l' f'\' .%].'''      ^^ 
J.  A.  Balint.  Arah.    Intern.   Med.    128^5). 739  /^S. 

1971. 

The  variable  nature  of  granulomatous  bowel  (Crohn's) 
d  Lase  and  the  difficulty  of  evaluating  therapy 
!n  q?  natients  was  i 1 1 ustrated  by  patient 
rumrarfe^.^^rge.  sex  and  durations  of  .he   isease 
did  not  affect  the  prognosis  of  these  P^t-ents 
There  was  also  no  correlation  between  s , te  and 
extent  of  regional  enteritis  at  the  time  of 
diaonosis  and  the  incidence  of  major  operations 
a  Toriality  per  100  man  yr  of  follow-up  since 
time  of  diagnosis.   The  average  mortality  rate 
ringed  between  1  and  2  per  100  person  yr,  and  the 


average  incidence  of  major  operations  was  aPP'-°'<  " 
matety  20  per  100  person  yr  of  follow-up.   Mortality 
^a  g'o  of  32   patients  who  were  followed  an  average 
of  17  yr   Mortality,  operation  rate,  and  numbe 
of  complications  were  similar  in  steroid  and  non 
steroid-treated  patients  when  they  were  matched 
retrospectively  by  age,  sex,  site,  and  extent  of 
disease   The  majority  of  these  patients  underwent 
^1  or  operations  and  the  risk  of  having  further 
Sor  operations  was  higher  after  the  second  or 
th  rd  operation  than  after  the  f i rst .   Pat lents 
ii   Crohn's  disease  may  show  remarkable  imp rove- 
:;nt  on  supportive  care,  with  careful  a  enno" 
to  maintenance  of  nutritional,  ^ '  "^"^  •  ^"^„^^^^''° 
lyte  balance  without  other  specific  therapy. 


7791 


THE  CLINICAL  PICTURE  OF  ULCERATIVE 
COLITIS   FOLLOW  UP  OF  77  AMBULATORY 
AND  HOSPITALIZED  PATIENTS.   (Ger.)   Wagner  A 
(Univ.  Med.  Polyclin.,  Heidelberg  Germany)   d 
B.  Beck.   Z.  Allgemein  Med.    hi (]h) -.IkS-lSO ,    19/1 


7792 


EMERGENCY  SURGERY  ON  CHRONIC  ULCERATIVE 
COLITIS.   (Sp.)   Gutierrez  Blanco,  H. 

(Sch  Med.,  Montevideo,  Uruguay).  C^r.    Uruguay 

i40(6):5'*3-552,  1971. 


See  also  numbers:  7703,  7781 
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7793      FURTHER  STUDIES  ON  STREPTOZOTOC I N 

THERAPY  FOR  A  MULTIPLE-HORMONE-PRODUCING 
ISLET  CELL  CARCINOMA.   (E.)   Murray-Lyon,  I.  M. 
(King's  Coll.  Hosp.,  London),  J.  Cassar,  R. 
Coulson,  R.  Williams,  P.  C.  Ganguli,  J.  C. 
Edwards  and  K.  W.  Taylor.  Gut    M  [3)  ■.1)1-720 , 
1971. 

A  patient  originally  treated  successfully  for 
hypoglycemia  due  to  an  islet  tumor  was  given  3 
further  infusions  of  s treptozotoci n  (3  g)  because 
of  the  redevelopment  of  marked  gastric  hyper- 
secretion.  Following  each  infusion  the  plasma 
gastrin  concentration  fell  after  30  min,  rose  to 
twice  the  pre-infusion  level  after  80  min  and 
gradually  returned  to  normal.   The  first  2  in- 
fusions had  no  effect  on  plasma  glucose  or  insulin 
levels  but  the  third  infusion  caused  a  sharp  rise 
in  insulin.   The  second  and  third  infusions 
caused  a  fall  in  plasma  free  fatty  acids  and  a 
temporary  rise  in  lactate  and  pyruvate.   Glucose 
tolerance  tests  following  the  first  2  infusions 
showed  lowered  blood  glucose  levels  while  after 
the  third  infusion  marked  deterioration  of  glucose 
tolerance  and  plasma  insulin  response  was  ob- 
served.  The  main  complication  of  this  treatment 
was  a  severe  but  reversible  renal  tubular  defect 
marked  by  severe  polyuria,  polydipsia,  and  excess 
renal  loss  of  potassium.   At  autODSy  generalized 
peritonitis  secondary  to  a  perforated  duodenal 
ulcer  was  found.   Numerous  hepatic  metastases  and 
autolytic  changes  in  the  kidney  were  also  present. 
High  levels  of  gastrin  and  low  levels  of  insulin 
and  glucagon  were  extracted  by  radioimmunoassay 
from  one  of  the  hepatic  metastases. 


779'*      TRACE  ELEMENT  BALANCES  IN  TWO  CASES  OF 

PANCREATIC  INSUFFICIENCY.  (E.)  Wester, 
P.  0.  (Karolinska  Inst.  Hosp.,  Archangles,  Stock-' 
holm).  Aata  Med.    Saand.    190 (3) : 1 55-161 ,  1971. 

Neutron  activation  analysis  combined  with  a 
recently  developed  ion  exchange  technique  has 
made  possible  simultaneous  balance  studies  with 
respect  to  trace  elements  in  2  cases  of  pancreatic 
insufficiency.   The  following  trace  elements, 
with  and  without  a  known  biological  role,  were 
measured:   Ag ,  As,  Au ,  Br,  Cd,  Ce ,  Co,  Cu,  Fe , 
La,  Mo,  Rb,  Sb,  Sc ,  Se ,  Sm,  W,  and  Zn.   The 
patients  were  tested  before  and  after  enzyme 
substitution  therapy.   Patient  A  had  a  previous 
diagnosis  of  acute  gastritis,  gastroenteritis, 
and  acute  pancreatitis  with  frequent  abuse  of 
alcohol.   Patient  B  had  a  cholecystectomy  9  yr 
previously  and  a  total  pancreaticoduodenectomy 
with  lower  2/3  of  the  stomach  resection  5  yr  ago. 
During  enzyme  substitution  patient  A  had  a  posi- 
tive Cu  balance,  Co  slightly  more  positive,  Fe 
negative,  Zn  positive  all  the  time.   Patient  B 
had  positive  Cu,  Fe ,  and  Zn  balance  at  all  times 
and  positive  Co  with  substitution.   The  Fe  balance 
in  A  is  consistent  with  reports  that  pancreatic 
secretions  depress  iron  absorption.   Patient  B 


Hg, 


received  less  pancreatin  and  had  no  evidence  of 
liver  damage.  The  metabolism  of  trace  elements 
is  influenced  by  exocrine  pancreatic  function. 


7795      INTESTINAL  OBSTRUCTION  ASSOCIATED  WITH 

FIBROCYSTIC  DISEASE  OF  THE  PANCREAS. 
(E.)   Niwayama,  G.  (U.  California  Dept.  Pathol., 
Los  Angeles)  and  V.  V.  Vadakan.  Tohoku  J.    Exp. 
Med.    10't(3):289-300,  1971. 

The  relationship  between  fibrocystic  disease  of 
the  pancreas  and  intestinal  obstruction  was 
investigated  in  h]    autopsied  cases  of  neonatal 
intestinal  obstruction.   Eighteen  (kk%)    of  the  ^41 
cases  were  associated  with  cystic  fibrosis,  the 
obstruction  being  located  in  the  preampullary 
duodenum  (1),  jejunum  (A),  ileum  (10),  or  colon 
(3).   The  presence  of  meconium  beyond  the  point 
of  obstruction  was  noted  in  32  cases,  and  unknown 
in  8  cases.   Peritonitis  was  noted  in  13  cases, 
5  of  which  exhibited  marked  pancreatic  parenchymal 
changes  characteristic  of  fibrocystic  disease  of 
the  pancreas.   Pulmonary  involvement  in  the  form 
of  pneumonia,  hemorrhages  or  atelectasis  was 
noted  in  all  but  1  case.   Associated  congenital 
anomalies  were  present  in  9  cases,  including 
Down's  syndrome  (3),  congenital  heart  diseases 
(5),  renal  anomalies  (2)  and  others. 


7796      THE  EXCRETORY  FUNCTION  OF  THE  PANCREAS 
AFTER  BILLROTH  II  GASTRECTOMY.   (Rus.) 
Rusanov,  A.  A.,  V.  J.  Petrov.  V.  P.  Zinevich  and 
D.  V.  Fedotkin.  Vestn.    Khir.    106(6)  :3-6,  1971. 


7797 


PAROTID  AND  SUBMAXILLARY  CALCIUM  IN 


HUMAN  CYSTIC  FIBROSIS.   (E.)   Wotman , 
S.  (Columbia  U. ,  New  York,  N.  Y.),  I.  D.  Mandel 
J.  Mercadante  and  C.  R.  Denning.  Arah.    Oral 
Biol.    l6(6):663-665,  1971. 


7798      CANCER  OF  THE  BODY  AND  TAIL  OF  THE 

PANCREAS.   (E.)   Goyanes ,  A.  D.  (Mem. 
Cancer  Ctr.  ,  New  York,  N.  Y,),  G.  T.  Pack  and  L. 
Bowden.  Rev.    Surg.    28(3) : 153-175 ,  1971. 


7799      A  RARE  ASSOCIATION:   COMPLETE  RUPTURE 

OF  THE  PANCREAS  AND  OBLITERATION  OF  THE 
AORTIC  CARREFOUR  IN  A  CLOSED  TRAUMA  OF  THE 
ABDOMEN.   (Fr.)   Morin,  A.,  G.  Spay  and  A.  Repolt. 
Rev.   Med.   Dijon   6 (6) : Al 1-416,  1971. 


7800      LACK  OF  IMMUNOLOGIC  REACTIVITY  IN  PAN- 

CREATIC  CARCINOMA.   (Pol.)   Stypulkowski 
C.  (Med.  Acad.  Inst.  Intern.  Med.,  Cracow,  Poland) 
J.  Borysiewicz  and  M.  Dubiel  Bigaj.  Patol.    Pol. 
22(2):377-A05,  1971. 


931 


PANCREAS 


7801      THE  SURGICAL  SIGNIFICANCE  OF  THE 

TOPOGRAPHY  OF  THE  SECRETORY  CANALS  IN 
THE  INTERIOR  OF  THE  HEAD  OF  THE  PANCREAS.   (Fr.) 
Autissier,  J.  M.  (Sch.  Med.,  Dijon,  France),  A. 
Morin,  B.  Descotes  and  J.  Belin.  Rev.   Med.  -B^con 
6(6):399-'t08,  1971. 

7802      THERAPY  OF  PANCREATIC  PSEUDOCYSTS. 

(Ger.)  Hupe,  K.  (Univ.  Surg  Clin., 
Marburg/L.,  Germany)  and  H.  Van  Lessen.  Med. 
Klin.    66(15)  :556-562,  1971. 


7803 


CYSTIC  FIBROSIS  AND  NESIDIOBLASTOSIS. 

(E.)   Brown,  R.  E.  (Med.  Coll.  Virginia, 
Richmond)  and  G.  E.  Madge. 
53-57,  1971. 


' Avah.   Pathol.    92(1): 


7804      CARCINOID  TUMOR  AND  CYSTAOENOMA  OF  THE 

PANCREAS.   (E.)   Persaud,  V.  (U.  West 
Indies  Dept.  Pathol.,  Kingston,  Jamaica)  and 
E.  R.  Walrond.  Arch.    Pathol.    92(0:28-30,  1971. 


7805      SURGICAL  TREATMENT  OF  PANCREATIC 

LITHIASIS.   (Sp.)   Restrepo,  J.  E.  (U. 
Antioquia  Sch.  Med.,  Colombia).  Antioquia  Med. 
21(0:13-21,  1971. 


7806      ISLET  CELL  TUMOR  OF  PANCREAS  IN  A  7- 

YEAR-OLD  GIRL.   (Ger.)   Morger  R. 
(Pediatr.  Hosp.,  St.  Gallen,  Switzerland)   J.  G. 
Kundert  and  E.  Werder.  Helv.    Chzr.    Acta   38(3). 
269-271  ,  1971. 


See  also  numbers:   7208,  7^.99,  8023,  8025 
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EXPERIMENTAL  PANCREATITIS  IN  THE  DOG. 

APPEARANCE  OF  COMPLEXES  BETWEEN  PRO- 
TEASES AND  TRYPSIN  INHIBITORS  IN  ASCITIC  FLUID, 
LYMPH,  AND  PLASMA.   (E.)   Ohlsson,  K.  (Malmo  Gen. 
Hosp.,  Sweden).  Saand.    J.    Gastroenterol.    6(7): 
6/45-652,  1971. 

Benzoyl-DL-arginine-P-nitro-aniline  hydrocholori d 
(BAPNA)  and  carboxyproprionyl -phenyl alan 1 ne-p- 
nitroanilid  (SUPHEPA)  splitting  a-macroglobul 1 n 
complexes  were  demonstrated  early  in  ascitic  fluid 
and  later  in  pancreatic-duodenal  venous  blood 
and  lymph  in  dogs  with  experimental  (closed 
duodenal  loop)  pancreatitis.   These  complexes 
were  not  found  in  the  peripheral  venous  blood. 
The  electrophoretic  distribution  of  a] -ant  1 -tryps 1 n 
did  not  change  until  late  in  the  course  of  the 
disease,  when  80-90°4  of  the  trypsin  inhibitor  in 
those  specimens  of  ascites  showing  saturation  of 
the  a-macroglobul ins,  was  abruptly  converted 
into  a  slower  component  in  the  a2-zone.   The 
blood  pressure  began  to  fall  successively  resulting 
in  death  of  the  animal,  when  all  the  a-macro- 
globul ins  of  the  ascitic  fluid  were  complexed. 

7808      EXTRAHEPATIC  PORTAL  HYPERTENSION  CAUSED 

BY  CHRONIC  PANCREATITIS.   (E.) 
Longstreth,  G.  F.  (Mayo  Clin.,  Rochester,  Minn.), 
A  D.  Newcomer  and  P.  A.  Green.  Ann.    Intern.    Med. 
75(6):903-908,  1971. 

A  21-yr  study  of  the  records  of  16^4  Mayo  Clinic 
patients  with  extrahepatic  portal  obstruction 


revealed  that  pancreatitis  was  the  sole  predispo! 
disease  in  only  five  (3°^).   Case  reports  reveale< 
that  all  5  had  splenomegaly  and  h   of  the  5  had 
bleeding  from  esophagogastric  varices.   Symptoma 
portal  hypertension  is  not  common  in  chronic 
pancreatitis,  although  partial  or  total  portal 
system  obstruction  is  of  frequent  occurrence. 
The  possibility  of  extrahepatic  portal  hyper- 
tension and  varices  should  be  considered  in 
chronic  pancreatitis  with  gastrointestinal  bleed 
and  splenomegaly.   Splenectomy  is  the  method  ot 
choice  If  obstruction  is  confined  to  the  splenic 
vein   A  portal  systemic  shunt  is  necessary  only 
if  the  portal  vein  is  also  obstructed.   A  patent 
proximal  splenic  vein  may  allow  the  construction 
of  a  splenorenal  shunt.   With  widespread  occlusi 
the  only  possible  surgical  procedure  may  be 
ligation  of  the  varices  or  resection  of  the 
esophagogastric  junction. 


i 
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PANCREATIC  ENCEPHALOPATHY.   (E.) 
Sharf  B.  (Rothschild  Municipal  Govt. 
Hosp.,  Haifa,  Israel)  and  E.  Bental.  J-^^-^oi 
Neurosurg.    Psyahiatr.    3^3)  :357-36l  .  1971. 


7810 


CHRONIC  PANCREATITIS  CAUSING  CIRCUMFEI 
ENTIAL  NARROWING  OF  THE  DUODENUM. 

(E.)   Brown,  R.  L.  (Confederate  Mem  ^ed .  C t r 
hreveport.  La.)  and  E.  K.  Lang.  J.    La.    State 

Med.   Soa.    123(5) : 177-178,  1971. 
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7811       PAPILLITIS,  GALLSTONES  AND  PANCREATITIS. 

(E.)  D'Ambrosio,  V.  (Overlook  Hosp., 
Summit,  N.  J.).  J.  Med.  Soa.  NJ.  68(6)  litgg-SOa 
1971. 


7812      HYPOTHERMIA  OF  THE  STOMACH  IN  ACUTE 
PANCREATITIS.   (Rus.)   Shindiaikin, 
A.  P.,  B.  A.  Petrov,  E.  I.  Galperin  and  A.  A. 
Beliaev.  Khirurgiia    (Mosk.  )    'j? (7)  :85-91  ,  I97] 


7813      OPERATIONS  FOR  ACUTE  PANCREATITIS  DUE 

TO  OCCLUSION.   (Ger.)   Bunte,  H.  (U. 
Erlangen-Nuremberg  Surg.  Clin.,  Germany).  Munah. 
Med.    Woahensohr.    11  3  (l'*)  :51  2-515  ,  1971. 


(Natl.  U.,  Gent,  Belgium).  Tijdsohr.    Geneeskd. 
n{\0):khS-hh7,    1971. 


7816      HIPERLIPEMIC  PANCREATITIS.   (Por.) 

Pinotti,  H.  W.  (U.  Sao  Paulo  Sch.  Med., 
Brazil),  J.  Fogliatto,  J.  Fernandes  Pontes  and  A. 
Bettarello.  Arq.    Gastvoenterol .    (Sao  Paulo) 
8(1):19-2A,  1971. 


7817      ASEPTIC  BONE  NECROSIS  IN  TRAUMATIC 

PANCREATITIS.   (Fin.)  Parvinen,  T. 

(Turku,  Finland)  and  P.  Vilkki.  Duodeaim  B7 (]]) 
902-907,  1971. 


7814      STEATONECROTIC  OSTEO-ARTHROPATHY  REVEALING 

A  CALCIFYING  PANCREATITIS.   (Fr.) 
Ravault,  P.  P.,  E.  Lejeune  and  M.  Bouvier. 
Rhumatologie  2}  is)  ■.\7]-]76,    1971. 


7815      ETIOLOGY  AND  TREATMENT  OF  CHRONIC 
PANCREATITIS.   (Dut.)   Pennoit,  H. 


7818  ACUTE  PANCREATITIS  WITH  RUPTURE  OF 
WIRSUNG'S  DUCT  INTO  THE  PERITONEAL 

CAVITY.   (Fr.)   Gillet,  M.  (CHU  Gen.  Surg.  Serv., 
Strasbourg,  France),  F.  Otteni  and  L.  F. 
Hollander.  Chipurgie  37  (3) :]  62-]  (>7 ,    1971. 

7819  DIAGNOSIS  OF  ACUTE  PANCREATITIS  BY 
PERITONEOSCOPY.   (E.)   Cortesi,N.  (U. 

Modena  Dept.  Surg.,  Italy),  A.  Manenti  and  G.  C. 
Bruni.  Endoscopy   3  (2) : IO8-1 10,  1971. 


See  also  number:   7996 
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7820      PHAGOCYTIC  ACTIVITY  OF  THE  LIVER  AS  A 
MEASURE  OF  HEPATIC  CIRCULATION  -  COM- 
PARATIVE STUDY  USING  l^^Au  AND  S^mj^-SULFUR 
COLLOID.   (E.)   Mundschenk,  H.  (U.  Mainz  1st  Med. 
Clin.,  Germany),  A.  Hromec  and  J.  Fischer.  J. 
mat.   Med.    12(11):711-718,  1971. 

After  simultaneous  i.v.  administration  of  the  2 
nuclides   l^^y^^-col  loi  d  was  removed  from  the 
blood  stream  less  rapidly  than  99mT<--sul  fur 
colloid.   This  difference  can  be  accounted  for 
by  a  greater  reticuloendothelial  system  accumulation 
of  95mTc  than  of  ^^^Au,  and  this  was  greatest  in 
the  spleen.   For  both  colloids,  hepatic  accumula- 
tion proceeded  more  rapidly  than  vascular  elimina- 
tion.  In  cirrhotic  patients,  the  disappearance 
of  158au  and,  to  a  lesser  extent,  of  ^ymjc-sulfur 
colloid  were  decreased.   When  patients  received 
a  similar  repeat  dose  of  the  nuclide  within  1  hr, 
the  constant  for  blood  stream  disappearance  and 
hepatic  uptake  were  the  same  as  initially  with 
l^^Au,  while  with  sulfur  colloid,  the  blood 
stream  disappearance  was  increased  and  the  hepatic 
and  splenic  uptake  decreased.   Clearance  of  the 
colloids  from  the  blood  stream  was  found  to 
decrease  with  increasing  age. 

7821      CHARACTERISTICS  OF  ANIMALS  MAINTAINED 

WITHOUT  SPLANCHNIC  PORTAL  ORGANS.   (E.) 
Price  J   B.,  Jr.  (Columbia  U.  College  Physicians 
Surg.',  New  York,  N.  Y.),  K.  Takeshi  ge,  M.  Parsa 
and  A.  B.  Voorhees,  Jr.  Surgery   70 (5) :76S-777 , 
1971. 

Control  dogs  with  portacaval  transpositions  were 
easily  sustained  with  i.v.  fluids,  maintained 
normal  serum  electrolytes,  and  showed  no  changes 
in  liver  size  upon  sacrifice  after  15-59  days. 
Slight  periportal  inflammation,  fibrosis  and 
cholangitis  as  well  as  a  moderately  elevated 
alkaline  phosphatase  were  noted.   Of  kk   animals 
with  eviscerated  splanchnic  portal  organs,  27 
died  in  less  than  6  days  of  bleeding,  respiratory 
problems,  electrolyte  imbalance,  fluid  overload 
and  peritonitis.   Eight  eviscerated  dogs  that 
received  caval  blood  survived  6-13  days  and  died 
of  acute  renal  failure,  oliguria  and  anuria. 
Ascites  with  gram-negative  infections  and  leaks 
from  the  rectal  and  esophageal  closures  were 
observed.   The  livers  of  this  group  had  doubled 
in  size  by  6  days  and  ware  normal  in  color  and 
consistency  but  showed  hepatocyte  distortion  and 
ballooning  with  displacement  of  the  nuclei. 
Massive  glycogen  deposition  and  minimal  fatty 
infiltration  were  present.   By  6  days,  in  all 
animals  of  this  group,  serum  bilirubin,  alkaline 
phosphatase  and  SGOT  were  all  increased.   The   _ 
group  of  eviscerated  animals  who  received  hepatic 
arterial  blood  instead  of  caval  blood  survived 
longer  and  did  not  die  of  renal  failure  with 
ascites.   Hepatocyte  changes  and  increased  serum 
bilirubin  were  also  present  but  less  glycogen 
was  present  in  the  liver  cells.   Eviscerated  dogs 


with  caval  blood  supply  that  were  given  glucagon 
(100  ug/kg/day)  showed  a  similar  short  survival  _ 
time  with  renal  failure  and  peritonitis,  but  their 
livers  were  normal  both  grossly  and  microscopically. 
Three  pancreatectomi zed  dogs  with  portacaval 
transpositions  showed  longer  survival  periods 
and  better  liver  chemistries  than  the  eviscerated 
groups.   None  died  of  renal  failure  and  all 
showed  good  portal  hepatocyte  preservation  with 
minimal  glycogen.   A  tendency  towards  decreasing 
bile  output  was  noted  in  the  eviscerated  group 
with  caval  blood  supply. 

7822      CLINICAL  VALUE  OF  SERUM  VITAMIN  B,2 

ESTIMATION  IN  JAUNDICE.   (E.)   Adams, 
J.  F.  (Southern  Gen.  Hosp.,  Glasgow,  Scotland), 
T.  Rowan,  E.  H.  Kennedy  and  F.  C.  McEwan. 
Digestion   I4  (5) :  289-29'*,  1971. 

In  100  jaundiced  patients  with  hepati ti s  (27)  , 
obstructive  jaundice  (38),  cirrhosis  (15  .  cardiac 
jaundice  (l**)  or  miscellaneous  causes  Kb),    \^i- 
sets  of  sera  were  further  analyzed  for  vitamin 
B12,  total  protein,  albumin,  alkaline  phosphatase 
and  SGOT  on  the  basis  of  a  serum  bi 1 i rubi n  level 
of  1.0  mg/100  ml  or  greater.   Vitamin  B12  levels 
greater  than  top-normal  were  found  in  5  with 
hepatitis  (18. 5«,  6  with  obstructive  jaundice 
(15  n)      2  with  cirrhosis  (13. 3°^)  and  3  with 
cardiac  jaundice  (21. W.   Vitamin  Bl2  levels 
were  significantly  correlated  with  SGOT  evels 
in  patients  with  infectious  hepatitis  UU  and 
homologous  serum  jaundice  (2)  and  with  theserum 
bilirubin  levels  in  patients  with  obstructive 
jaundice  due  to  gallstones  (M ,  carcinoma  of  the 
pancreas  (11)  and  carcinoma  of  the  biliary  tract 
(3). 

7823      DUAL-CHANNEL  SCAN  WITH  ^^^Au  COLLOIDAL 
GOLD  AND  "Se  SODIUM  SELENITE  FOR  THE 

DIAGNOSIS  OF  NEOPLASTIC  LESIONS  OF  THE  LIVER. 
(E  )   Meldolesi,  U.  (U.  Milan  Inst.  Nucl  .  Med., 
Italy)  and  L.  Mombelli.  J.    l^ual.    Biol.   Med. 
15(0:30-32,  1971. 

Doses  of  ■'^Se  sodium  selenite  were  injected  i.v. 
into  patients  in  which  cold  areas  were  demon- 
strated by  liver  scan  with  colloidal  gold,  and 
after  Ih   hr  a  dual-channel  scan  was  made  of  the 
198au  activity  still  present  in  the  liver,  and 
of  ^5se   Thus,  a  map  was  obtained  with  no  dots 
where  liver  tissue  was  normal,  and  where  lesions 
were  located  which  concentrated  neither  radiogold 
nor  radioselenium;  therefore,  an  image  was  formed 
only  on  hepatic  lesions  which  concentrated  the 
selenium  alone.   Difficulty  in  recognizing  neo- 
plastic lesions  close  to  the  borders  of  the 
liver  are  due  to  the  possible  concentration  of 
radioselenium  in  the  stomach  and  small  intestine, 
in  the  pancreas,  and  in  the  kidneys.  Thedual- 
channel  technique  could  also  be  employed  in 
cases  of  hepatic  cirrhosis  when  large  defects  in 
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the  radiocolloid  scan  might  be  due  to  hepatoma, 
in  which  case  the  rad ioseleni urn  accumulates  in 
the  area  corresponding  to  the  defect  shown  on 
the  l^^Au  map.   This  method  may  appreciably  improve 
the  diagnostic  usefulness  of  liver  scans. 

782i«      PLASMA  ARGINASE  AS  A  LIVER  FUNCTION 

TEST.   (E.)   Cargill,  C.  F.  (Sch.  Vet. 
Med.,  Columbia,  Mo.)  and  R.  P.  Shields.  J.    Corm. 
Pathol.    %}{k):khl-h5k,    I971. 

In  rats  starved  to  7S%   normal  body  weight,  there 
was  a  slight  increase  in  plasna  arginase  levels 
and  a  decrease  in  plasma  glutamic-pyruvic  trans- 
aminase.  In  rats  receiving  cortisone  at  25  mg/100 
g/day  for  3  days,  plasma  levels  of  both  enzymes 
were  slightly  elevated.   In  both  groups,  the 
livers  showed  only  mild  vacuolar  changes  in 
parenchymal  cells.   Another  group  of  rats  re- 
ceived CCI/4  in  oil  at  0.5  -  l.^t  mg/kg  and  there 
was  significant  elevation  in  plasma  levels  of 
both  enzymes  within  36  hr.   Plasma  arginase 
levels  in  normal  rats  were  26-51  U/liter  of  serum, 
with  a  mean  of  mean  35  U/1.   Levels  of  less  than 
200  U  were  associated  with  mild  liver  damage, 
and  levels  of  more  than  200  U  with  moderate  to 
severe  damage.   Levels  of  glutamic-pyruvic  trans- 
aminase were  not  related  to  dosage  or  extent  of 
1  I ver  damage. 


7825      HEPATIC  ANGIOGRAPHY  IN  THE  SELECTION 

OF  PATIENTS  WITH  HEPATOMAS  FOR  HEPATIC 
LOBECTOMY.   (E.)   Gammill ,  S.  L.  (Tulane  U.  Med. 
Sch.,  New  Orleans,  La.),  M.  Takahashi,  M.  Kawanami 
R.  For>t  and  R.  Sparks.  Radiology    1 01  (3)  :5'»9-554 
1971. 

Of  16  patients  subjected  to  liver  scans  and 
hepatic  angiography  8  cases  are  briefly  reported. 
Grossly,  3  types  of  hepatomas  are  described: 
solitary  or  uninodular;  multinodular;  diffusely 
infiltrative.   Each  type  is  further  subdivided 
as  to  whether  it  is  hypervascular  (early)  or  hypo- 
or  avascular  (late,  after  outgrowing  the  blood 
supply).   A  A-stage  classification  is  presented 
on  the  basis  of  angiographic  findings:   I,  neo- 
vascularity  confined  to  only  one  lobe,  or  neo- 
vascularity  and  puddling  confined  to  one  lobe;  II, 
neovascularity,  puddling  and  tumor  stain  confined 
to  one  lobe;  III,  abnormal  vascularity  (suggesting 
necrosis)  with  or  without  neovascularity,  puddling 
or  tumor  stain  confined  to  one  lobe;  IV,  any 
combination  of  neovascularity,  puddling  or  stain 
in  both  lobes,  or  abnormal  avascularity  (necrosis) 
in  both  lobes.   Patients  with  Stage  IV  hepatomas 
are.   definitely  not  candidates  for  hepatic  lobec- 
tomy, and  Stage  III  patients  are  only  questionably 
candidates. 
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HEPATIC  ACID  MUCOPOLYSACCHARIDES  IN  THE 
MUCOPOLYSACCHARIDOSES  TYPE  I,  II  AND 
(E.)   Gordon,  B.  A.  (Child.  Psychiatr.  Res. 

,  London,  Ontario,  Canada)  and  M.  D.  Haust. 

Bioahem.    '♦(3) :  l'*7-155  ,  1971._ 


Acid  mucopolysaccharides  were  extracted  from 
autopsy  specimens  of  liver  tissue  from  3  patients 
with  type  I  mucopolysaccharidosis  (Hurler  syndrome) 
1  with  type  II  (Hunter)  and  2  with  type  III 
(Sanf i 1 ippo) .   The  acid  mucopolysaccharides 
accounted  for  k-(>%   of  the  total  dry  weight  of 
the  liver.   In  type  I  patients  there  was  a  mixture 
of  heparan  and  dermatan  sulfates  (heparan  pre- 
dominating in  2,  dermatan  in  1),  as  well  as  in 
type  II  (heparan  dominating  in  both),  while 
heparan  sulfate  far  exceeded  dermatan  in  the  type 
III  patients.   The  fractions  of  either  substance 
eluted  from  gel  filtration  chromatography  tended 
to  polydisperse.   The  mean  size  of  heparan  was 
smaller  than  that  obtained  from  human  placental 
tissue,  and  that  of  dermatan  was  smaller  than 
that  from  human  umbilical  cords. 


7827      SERUM  IMMUNOGLOBULINS  AND  FIVE  SERUM 
PROTEINS  IN  EXTRAHEPATIC  OBSTRUCTIVE 
JAUNDICE  AND  ALCOHOLIC  CIRRHOSIS.   IMMUNOGLOBULINS 
AND  PROTEINS  IN  LIVER  DISEASE.   (E.)   LoGrippo, 
G.  A.  (Henry  Ford  Hosp.  ,  Detroit,  Mich.),  K. 
Anselm  and  H.  Hayashi.  Am.    J.    Gastroenterol. 
56(A) :357-363,  1971. 

Thirty-two  patients  with  obstructive  jaundice 
were  compared  to  28  patients  with  alcoholic 
cirrhosis  to  evaluate  the  major  serum  immuno- 
globulin (Ig)  levels  that  reflect  the  response 
to  inflammatory  and  non-inflammatory  conditions 
and  to  evaluate  the  liver's  ability  to  synthesize 
5  serum  proteins  that  reflect  the  functional 
capacity  of  its  parenchyma.   In  obstructive 
jaundice,  25  of  32  (88%)  of  subjects  had  normal 
levels  of  IgG  and  IgM,  while  7  (221)  had  elevated 
levels  of  IgM.   In  cirrhosis,  23  of  28  (82%)  had 
elevated  serum  IgG  levels  and  17  (60%)  had 
elevated  IgM  levels.   Serum  IgA  was  elevated  in 
both  conditions,  although  it  was  higher  in 
cirrhosis.   In  60I  and  90%  of  patients  with 
obstructive  jaundice  and  cirrhosis,  resp.,  serum 
albumin  levels  were  below  normal,  with  the  lower 
value  occurring  in  patients  with  cirrhosis. 
Serum  transferrin  levels  were  above  normal  in 
patients  (90%)  with  obstructive  jaundice  and 
below  normal  in  patients  (85%)  with  cirrhosis. 
Serum  ceruloplasmi n  levels  were  elevated  above 
the  mean  in  96  and  66%  of  the  patients  with 
jaundice  and  cirrhosis,  resp.   Complement  and  C- 
reactive  protein  were  essentially  the  same  in 
both  diseases,  although  a  greater  degree  of 
hepatic  synthesis  of  C-reactive  protein  was 
indicated  in  obstructive  jaundice  than  in 
cirrhosis.   Immunoglobulins,  albumin,  and  trans- 
ferrin, are  of  value  in  differential  diagnosis 
but  are  of  little  help  in  determining  the 
severity  and  prognosis  of  liver  disease. 


7828      THE  MESOCAVAL  SHUNT  FOR  PORTAL  HYPER- 
TENSION.  (E.)   Gliedman,  M.  L.  (Yeshiva 
U.  Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.). 
Am.    J.    Gastroenterol.    56('t)  :323-333,  I97I. 
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The  use  of  the  mesocaval  shunt  as  a  routine 
standard  decompressive  procedure  was  evaluated 
in  70  patients  with  portal  hypertension.  Post- 
operative splenic  pulp  pressures  fell  to  the  20 
mm  saline  level  In  the  postoperative  period-and 
declined  further  later  in  the  postshunt  period. 
All  patients  demonstrating  flow  from  the  superior 
mesenteric  vein  into  the  vena  cava  on  the  post- 
shunt  splenoportogram  remained  patent  and  have 
not  bled.   When  splenoportography  showed  deep 
opacification  of  the  portal  vein  preoperat i vely , 
the  outflow  after  surgery  was  demonstrated  by 
hepatography  to  be  predominantly  through  the 
hepatic  vein.   With  weak  or  absent  preoperative 
portal  vein  opacification  some  retrograde  portal 
flow  was  occasionally  demonstrated,  in  addition 
to  opacification  of  the  hepatic  vein  outflow. 
Four  patients  who  underwent  totally  uneventful 
mesocaval  shunts  developed  progressive  derangement 
in  liver  functions,  particularly  bilirubin  and 
BSP  retention,  resulting  finally  in  sommolence 
and  death.  While  this  procedure  offers  theoretical 
advantages  for  the  "emergency"  shunt  because  it 
avoids  the  difficult  dissection  area  beneath  the 
acutely  swollen  liver,  surgical  dissection  remains 
formidable  in  the  acutely  bleeding  patient  with 
massive  portal  hypertension,  coagulation  problems, 
and  ascites. 


7829      THERAPY  FOR  CARCINOMA  OF  THE  LIVER. 

(E.)   Bloomenthal,  E.  D.  (Northwestern 
U  Med.  Sch.,  Chicago,  111.)  and  M.  A.  Spellberg. 
Am.   J.    Gastvoenterol.    56(M  :33'*-3't5,  1971. 

The  effectiveness  of  various  therapies  for 
carcinoma  of  the  liver  is  reviewed,  and  the  treat- 
ments utilized  in  ^t  cases  (2  with  hepatocel  ular 
carcinoma,  2  with  metastases  from  the  colon)  are 
reported.   Radiotherapy  prolonged  the  survival  of 
patients  with  primary  hepatoma  for  8  months  and 
relieved  jaundice  and  weakness;  however,  this 
treatment  was  poorly  tolerated  because  of  nausea. 
Palliative  resection  for  solitary  tumor  or 
metastasis  and  various  types  of  chemotherapy  was 
also  effective  in  varying  degrees  in  prolonging 
the  patients  life.   Liver  function  tests,  hepatic 
angiograms  and  liver  scans  were  done  in  preparation 
for  surgery.   In  the  ^4  cases  studied,  hepatic 
intraarterial  continuous  infusion  of  fluorodeoxy- 
uridine  (FUDR)  was  carried  out  in  3  month  courses, 
during  which  time  daily  blood  counts  and  urinalyses 
were  performed.   SGPT,  SCOT,  blood  uric  acid, 
alkaline  phosphatase,  and  BUN  were  measured  twice 
weekly.   Continuous  hepatic  artery  infusion  with 
FUDR  was  effective  in  prolonging  the  lives  of  3 
of  h   patients  with  carcinomas  of  the  liver. 


To  determine  serum  clearance  and  urinary  excretion, 
tracer  amounts  of  tritium-labeled  urobilinogen 
were  administered  i .v.  or  by  i ntraduodenal  tube 
to  patients  with  resolving  alcoholic  hepatitis 
(5  patients),  cirrhosis  and  portacaval  shunts 
(5),  or  extrahepatic  obstruction  (1),  and  to  6 
controls  with  no  history  of  hepatic  or  renal _  _ 
disease  and  normal  function.   After  i.v.  administra- 
tion, tritiated  mesobi 1 i rubi nogen  was  rapidly 
cleared  from  the  intravascular  space  in  control 
patients,  an  average  of  \\%    remaining  after  30 
min.   Renal  disease  did  not  alter  serum  clearance; 
however,  hepatobiliary  disease  caused  a  marked 
delay  in  serum  clearance  of  radioactivity.   At 
30  min  an  average  of  hO%   of  the  label  remained. 
The  patient  with  complete  biliary  obstruction 
retained  a  higher  serum  level  (55°4)  than  those 
with  hepatic  disease.   While  urine  excretion  of 
mesobi  li  rubi  nogen  -^H  averaged  9.9°^  of  the  dose 
in  control  patients,  it  was  less  than  U  m  the 
uremic  patient  and  averaged  kl%    in  the  patients 
with  hepatobiliary  disease.   Following  intra- 
duodenal  administration,  little  rad ioact i vi ty _ 
appeared  in  the  serum  or  urine  of  control  patients, 
whereas  patients  with  alcoholic  hepatitis  or  with 
portacaval  shunts  had  elevated  serum  levelsand 
urinary  excretion.   Thus,  the  results  of  urine 
urobilinogen  tests  in  an  individual  patient  must 
take  into  account  his  intestinal,  hepatic  and 
renal  function. 


7831      HEPATITIS-ASSOCIATED  ANTIGEN  AND 

HEPATOCELLULAR  CARCINOMA  IN  TAIWAN. 
(E  )   Tong,  M.  J.  (Los  Angeles  County-USC  Med. 
Ctr.,  Calif.),  S.-C.  Sun,  B.  T.  Schaeffer,  N.-K. 
Chang,  K.-J.  Lo  and  R.  L.  Peters.  Ann.    Intern. 
Med.    75(5):687-691,  1971. 

Hepatitis-associated  antigen  (HAA)  was  found  in 
the  serums  of  kh   of  55  Taiwanese  patients  (80^) 
with  hepatocellular  carcinoma.  Thirty-nine  ot 
the  kh    m%)    patients  with  HAA  had  elevations  of 
either  SCOT  or  SGPT;  8  of  1  1  (73°j)  of  those 
without  the  antigen  had  increased  SCOT  or  SbKi 
activity;  and  28  of  the  55  (51°^)  had  hyper- 
bill rubi nemia.   Al pha-fetoglobul ins  were  found 
in  32  of  the  55  patients  (58°^).   While  HAA  was 
demonstrated  in  138  of  g^tS  healthy  controls 
(14.61),  none  of  the  9'*3  controls  had  a'pha- 
fetoglobulins  in  their  serums,  and  25  (78^o)  had 
detectable  HAA.   Nineteen  of  23  patients  with 
hepatic  carcinoma  and  negative  al pha-fetoglobul ins 
had  demonstrable  HAA  in  their  serums.  Thus,  HAA 
does  not  seem  to  correlate  positively  with  the 
presence  of  al pha-fetoglobul i ns  in  patients  with 
hepatocellular  carcinoma. 


7830      COMPARISON  OF  SERUM  CLEARANCE  AND 

URINARY  EXCRETION  OF  MESOBI LI RUBI NOGEN-H- 
JN  CONTROL  SUBJECTS  AND  PATIENTS  WITH  LIVER 
DISEASE.   (E.)   Bernstein,  R.  B.  (Highland  Gen. 
Hosp.,  Oakland,  Calif.).  Gastroenterology   61(5): 
733-737,  1971. 


7832      HEMANGIOENOOTHELIAL.  SARCOMA  OF  THE 

LIVER.   A  CLINICOPATHOLOGICAL  STUDY  OF 
AN  81-YEAR  OLD  MALE  VETERAM.   (E.)   Ansari,_A. 
and  C.  E.  Weigent.  (Minnespolis  VA  Hosp.,  Minn.). 
Am.    J.    Gastroenterol.    56(5)  :'*20-'.27.  1971. 
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An  8l-yr-old  man  was  admitted  because  of  abdominal 
pain  and  edema  of  legs.   He  had  a  progressively 
downhill  course  with  increasing  jaundice  and 
other  manifestations  of  liver  cell  failure. 
Terminally,  he  developed  oliguria  and  died  in 
hepatic  coma;  clinical  diagnosis  was  that  of 
hepatoma  arising  in  a  cirrhotic  liver.   At  autopsy 
3'400  cc  of  a  clear  reddish  brown  ascitic  fluid, 
small  bilateral  pleural  effusions,  acute  pan- 
creatitis, and  esophageal  varices  were  found. 
The  liver  was  enlarged,  its  surface  being  coarsely 
nodular  and  of  a  mottled  tan-brown  and  dark-red 
variegated  appearance.   Microscopic  examination 
revealed  a  hemangioendothel ial  sarcoma,  and  the 
tumor  was  found  growing  in,  and  occluding,  large 
branches  of  the  intrahepatic  portal  vein,  within 
sinusoidal  spaces,  and  in  many  areas  was  separating 
and  isolating  liver  cell  cords.   Hemangioendothel ial 
sarcoma  is  difficult  to  diagnose  clinically, 
haying  many  points  of  similarity  with  malignant 
primary  liver  cell  cancer,  in  its  association 
with  cirrhosis,  and  in  its  age  and  sex  incidence. 


7833      LACTIC  ACIDOSIS  COMPLICATING  LIVER 
FAILURE  AFTER  INTRAVENOUS  FRUCTOSE. 
(E.)^  Craig,  G.  M.  (Queen  Elizabeth  Hosp., 
Birmingham,  England)  and  C.  W.  Crane.  Br.    Med.    J 
't(578l):211-212,  1971. 

The  patient  was  a  69-yr-old  woman  who  presented 
after  h   weeks  of  anorexia,  vomiting,  and  increasing 
jaundice,  but  neither  liver  nor  spleen  was  palpable 
and  there  was  no  ascites  or  edema.   The  serum 
bilirubin  was  29  mg/100  ml,  SGOT  I8OO  units  and 
SGPT  1100  units/ml,  alkaline  phosphatase  15  U/100 
ml,  and  serum  albumin  2.6  g  and  globulin  S.h 
g/100  ml.   The  blood  urea  was  13  mg ,  creatinine 
2.6  mg/100  ml,  and  serum  Na+  134  mEq  and  K+  3.9 
mEq/liter.  After  '4  days  of  fructose  infusion  she 
became  edematous  and  oliguric,  with  a  serum 
creatinine  of  7.3  mg  and  blood  urea  of  89  mg/100 
ml.   A  total  of  80  mEq  of  magnesium  sulfate  given 
i.v.  over  8  hr  restored  the  serum  magnesium  from 
0.9  to  2.0  mEq/liter.   When  the  blood  lactate 
result  of  6.5  mi  1 1 imoles/1 i ter  (normal  <  1.5) 
became  available,  fructose  was  discontinued  and 
5%   dextrose  resumed.   Lactate  formation  resulting 
from  fructose  breakdown  seems  to  have  initiated 
the  lactic  acidosis,  since  this  coincided  with 
fructose  therapy  and  Improved  slightly  when  dex- 
trose was  substituted  and  the  serum  Mg  was 
corrected. 


783't      DIAGNOSTIC  VALUE  OF  GAMMA-GLUTAMYL 

TRANSPEPTIDASE  AND  ALKALINE  PHOSPHATASE 
IN  LIVER  METASTASES.   (E.)   Baden,  H.  (Blspebjerg 
Hosp.,  Copenhagen),  B.  Andersen,  G.  Augustenborg 
and  H.  K.  Hanel.  Surg.    Gyneaol.    Obstet.    133(5)- 
769-773.  1971. 

Subjects  consisted  of  396  patients  with  carcinoma 
of  the  colon  or  rectum  with  no  preoperative 
clinical  evidence  of  hepatic  involvement,  and 
whose  livers  were  examined  for  metastases  during 


surgery  for  bowel  tumors.   Both  y-glutamyl 
transpeptidase  and  alkaline  phosphatase  levels 
were  measured  preoperat i vely  In  259,  alkaline 
phosphatase  alone  in  13't,  and  transpeptidase 
alone  in  3.   None  had  an  elevated  serum  bilirubin 
level.   At  surgery,  hepatic  metastases  were 
found  in  63  of  the  396  patients.  Statistically 
it  is  concluded  that  measurement  of  these  2 
hepatic  enzymes  is  of  little  value  in  the  pre- 
operative diagnosis  of  hepatic  metastasis  from 
carcinoma  of  the  colon  and  rectum,  in  the  absence 
of  clinical  evidence  of  such  metastasis.   This 
is  probably  due  to  the  low  prevalence  of  such 
metastases  and  a  high  number  of  false-positive 
resul ts. 


7835      RENAL  FUNCTION  DEFECT  IN  MUTANT  SOUTHDOWN 
SHEEP  WITH  CONGENITAL  HYPERBILIRUBINEMIA. 
(E.)   Mia,  A.  S.  (Kansas  State  U.  Coll.  Vet.  Med., 
Manhattan),  R.  R.  Gronwall,  M.  D.  McGavIn  and 
C.  E.  Cornelius.  Proq.    Soa.    Exp.    Biol.   Med. 
137('t):1237-12'4l,  1971. 

Renal  clearances  of  Inulin,  para-aminohi ppuric 
add  (PAH)  and  endogenous  urea,  and  some  of  the 
physicochemical  properties  of  urine  were  deter- 
mined In  normal  and  mutant  Southdown  sheep.   All 
of  the  above  clearances  were  significantly  lower 
for  the  mutant  sheep,  while  urine  flow  rates 
during  clearance  studies  were  similar  in  both 
groups.   Specific  gravity  and  osmolarlty  of  urine 
were  significantly  lower  from  Southdown  mutants 
and  were  accompanied  by  a  nearly  proportionate 
increase  in  urine  volume.   Mutant  sheep  also 
demonstrated  an  increased  urinary  sodium  excretion. 
Renal  clearances  of  inulin  and  PAH  in  the  adult 
Corriedale  mutants  with  hyperbilirubinemia  were 
not  different  from  those  of  normal  sheep,  but 
the  physicochemical  properties  of  their  urine 
more  closely  resembled  those  of  the  Southdown 
mutants.  A  marked  diuresis  followed  p.o.  water 
administration  in  normal  and  Corriedale  mutant 
sheep  but  not  In  Southdown  mutants.   The  pattern 
of  Increased  daily  urine  volume,  increased  sodium 
excretion,  and  reduced  urinary  osmalarity  and 
specific  gravity  was  observed  in  both  Southdown 
and  Corriedale  mutants  and  might  reflect  some 
influence  of  the  hepatic  dysfunction  on  kidney 
function  in  both  strains. 


7836      THE  SERUM  PORPHOBILINOGEN  AND  HEPATIC 

PORPHOBILINOGEN  DEAMINASE  IN  NORMAL 
AND  PORPHYRIC  INDIVIDUALS.   (E.)   Miyagi,  K. ,  R. 
Cardinal,  I.  Bossenmaler  and  C.  J.  Watson 
(Northwestern  Hosp.,  Minneapolis,  Minn.).  J. 
Lab.    Clin.   Med.    78(5)  :683-695,  I971. 

Serum  porphobilinogen  concentrations  in  20  normal 
individuals  ranged  from  0  to  h.h   \iq%    (mean  1.5), 
whereas  in  cases  of  acute  intermittent  porphyria 
levels  ranged  from  0  to  Z2k   yg^.   Aminolevulinic 
acid  was  found  In  higher  concentrations  (range 
22-96  \iq%)    in  patients  with  acute  intermittent 
porphyria.   In  a  fatal  case  of  acute  intermittent 
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porphyria  with  high  urinary  porphobi 1 inogen ,  no 
hepatic  activity  was  demonstrable;  however,  in  a 
case  in  remission  but  with  markedly  increased 
urine  and  serum  porphobilinogen  the  dehydrogenase 
was  about  one-fourth  of  the  nonporphyric  control 
values.   The  renal  clearance  of  porphobilinogen 
in  these  contrasting  cases  was  essentially  the 
same,  indicating  that  the  greater  increase  of 
serum  porphobilinogen  in  the  fatal  case  was 
related  to  greater  production  or  failure  of  con- 
version to  urobilinogen  or  both  in  the  liver. 
Serum  and  urinary  porphobilinogen  values  were 
closely  correlated.   Some  cases  in  remission  had 
huge  increases,  others  had  normal  values,  while 
in  1  case  in  doubtful  relapse,  the  serum  porpho- 
bilinogen was  much  lower  than  in  other  cases  in 
definite  remission.   Serum  porphobilinogen  was 
normal  in  3  of  I*  cases  of  variegate  porphyria  stu- 
died. 


7837 


UROCAUIC  ACIDURIA:   A  DEFECT  IN  THE 
UROCANASE  ACTIVITY  IN  THE  LIVER  OF  A 

MENTALLY  RETARDED  [child].   (E.)   Yoshida,  T. 

(Tohoku  U.  Sch.  Med.,  Sendai  ,  Japan),  K.  Tada,  Y. 

Honda  and  T.  Arakawa.  Tohoku  J.   Exp.   Med. 

lOitCi) -.305-312,  1971. 

A  new  inborn  error  of  histidine  metabolism, 
urocanic  aciduria,  is  described,  which  is  char-  _ 
acterized  by  mental  retardation,  urocanic  aciduria 
and  a  defective  activity  of  urocanase  of  the 
liver.   In  a  l6-yr-old  boy  with  this  disorder, 
serum  histidine  levels  increased  markedly  and 
remained  elevated  following  an  oral  load  of  L- 
histidine.   Also  following  L-histidine  administra- 
tion, large  amounts  of  urocanic  acid  and  consider- 
able amounts  of  both  imidazole  pyruvic  acid  and 
imidazole  propronic  acid  were  detected  in  chromato- 
grams  of  urine  specimens.   There  was  a  marked 
decrease  in  the  urocanase  activity  of  the  needle- 
biopsied  liver  specimen  from  the  patient.   No 
detectable  amounts  of  formimi no-g1 utami c  acid 
were  found  in  the  urine  after  an  oral  dose  of  L- 
histidine,  or  after  an  i.v.  injection  of  urocanate. 
Mental  retardation  seemed  to  be  of  early  onset,  _ 
although  previous  brain  lesions  may  have  partici- 
pated in  the  mental  retardation  of  the  young 
patient. 

7838      EFFECT  OF  ORTHOTOPIC  LIVER  TRANSPLANTATION 

ON  SERUM-AUTOANT I  BODIES.   (E.)   Smith, 
M.  G.  M.  (King's  Coll.  Hosp.  ,  London)   R.  Williams, 
D.  Doniach  and  R.  Y.  Calne.  Lancet   2(7732): 
1006-1009,  1971. 


Serum  antibody  titers  to  mitochondria, 
muscle,  and  nuclei  were  measured  in  k 
before  and  after  orthotopic  liver  tran 
In  the  2  cases  with  primary  biliary  ci 
and  in  1  with  cryptogenic  cirrhosis  an 
of  autoimmunity,  the  serum  mitochondri 
titer  decreased  soon  after  operation, 
antibodies  reappeared  k-(>   weeks  after 
tion  and  gradually  increased  in  titer 
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preoperative  levels,  except  in  a  patient  who   _ 
died.  The  rate  of  reappearance  of  the  antibodies 
was  consistent  with  the  half-life  of  circulating 
IgG,  and  in  1  patient  parallel  changes  were 
observed  between  serum  IgG,  IgM  and  mitochondrial 
antibody  titers.   Serum  antinuclear  antibody 
present  in  2  of  the  autoimmune  cases  before 
operation  also  decreased  rapidly  but  did  not  show 
a  secondary  rise.  Traces  of  smooth  muscle  anti- 
body found  in  2  cases  preoperati vely  did  not 
increase  or  decrease  during  follow-up.   In  these 
patients  there  was  apparently  an  underlying 
abnormality  of  the  central  immune  system  which 
resulted  in  autoimmuni zat ion  to  mitochondrial 
and  other  tissue  components  independently  of  any 
postulated  changes  in  hepatic  antigens. 

7839      CONTRACTION  OF  THE  SPLEEN  FOLLOWING 

NEEDLE  PUNCTURE:   SIGNIFICANCE  IN 
STUDIES  OF  PORTAL  HYPERTENSION.   (E.)   Dumont, 
A.  E.  (New  York  U.  Sch.  Med.,  N.  Y  )   A.  Martelli 
and  L.  Birts.  Gastroenterology   61  (5)  :738-7'»l  , 
1971. 

Persistent  X-ray  opacification  of  the  spleen  was 
produced  in  dogs  and  rats  by  i.v.  administration 
of  powdered  tantalum  and  the  size  of  the  spleen 
compared  on  radiographs  taken  before  and  after 
insertion  of  a  needle  into  its  pulp.   A  significar 
reduction  in  the  size  of  the  spleen  was  observed 
in  all  animals  after  needle  puncture.  The  degree 
of  contraction  varied  within  certain  limits  but 
averaged  27°^  i n  1 1*  rats  and  1*3%   in  2  dogs.  When 
splenic  pulp  puncture  was  carried  out  under 
direct  vision,  the  capsule  immediately  became 
wrinkled  and  the  color  of  the  spleen  changed  over 
the  course  of  a  few  sec  from  slate-gray  to  _ 
crimson.   These  changes  commenced  at  the  peripher 
of  the  spleen  and  slowly  spread  to  include  the 
entire  organ.  A  normal  appearance  was  gradually 
restored  several  min  after  withdrawing  the  needle 

781,0      PIG  LIVER  PERFUSION  IN  THE  TREATMENT 
OF  FULMINANT  HEPATIC  NECROSIS.   (E.) 
Hickman,  R.  (Groote  Schuur  Hosp.,  CaP^.^own, 
South  Africa),  S.  J.  launders  J.  B.  King  GG 
Harrison  and  J.  Terblanche.  Soand.    J.    GastvoenU 
6(6):563-568,  1971. 
Four  patients  were  described  with  hepatic  coma 

secondary  to  presumed  ^' ^^^  .*^«P^^' *  '  ^,;:' 'J^g.ed 
massive  hepatic  cell  necrosis,  who  were  treated 
wUh  ptg  liver  perfusion  alternating  with  exchan. 
transfusion.   All  patients  died,  but  2  showed  a 
:  pons^  to  the  treatment,  in  that  there  was  an 
improvement  in  the  level  of  ""^'^'°^^""^,; ^^^^'^ 
natients  had  normal  levels  of  aspartate  trans 
'Xlse   at  death,  reflecting  the  -verity  o 
necrotic  damage  and  suggested  that  no  f^^ther 
cells  could  be  destroyed  to  result  in  elevation 
of  his  enzyme.   All  patient,  died  of  hemorrhag. 
com  11  cat  ions;  thrombocytopenia  may  av^  re-  ^e 
from  disseminated  intravascular  coagula  ion  in 
the  patient  and  from  sequestration  of  P'^^elets 
n  the  liver  perfused  with  heterologous  blood. 
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78A1      ENCEPHALOPATHY  AND  FATTY  DEGENERATION 

OF  THE  VISCERA:   A  CL IN ICOPATHOLOG I C 
ANALYSIS  OF  ^40  CASES.   (E.)   Bourgeois,  C,  (U, 
Missouri  Sch.  Med.,  Columbia),  L.  Olson,  D.  Comer, 
H.  Evans,  N.  Keschamras,  R.  Cotton,  R.  Grossman 
and  T. 
1971. 


Smith.  Am.   J.    Clin.   Pathol.    56 (5) : 558-57 1 , 


Forty  cases  of  encephalopathy  and  fatty  degenera- 
tion of  the  viscera  in  Thai  children  were  char- 
acterized by  coma,  convulsions,  fever,  respiratory 
distress,  and  vomiting  in  70-75%  of  cases,  with 
diarrhea  in  30%.  The  rapid  clinical  course  of 
the  fatal  cases  was  marked  by  inexorable  progression 
of  the  above  symptoms  and  an  average  duration  of 
illness  of  hi   hr.   Laboratory  findings  included: 
hypoglycemia,  elevated  free  fatty  acids,  low 
cholesterol,  elevated  transaminases,  prolonged 
prothrombin  time,  and  decreased  CO2  content. 
Spinal  fluid  was  clear,  witTi  decreased  glucose 
content;  there  was  moderate  leukocytosis.   Tissue 
lipid  analyses  revealed  increased  lipid  content 
(both  triglycerides  and  free  fatty  acids)  in  both 
liver  and  kidney.   All  of  12  liver  biopsies 
showed  diffuse  small  vacuole  fatty  metamorphosis, 
most  prominent  in  the  portal  area.  Neither 
necrosis  nor  cellular  infiltration  was  seen. 
Renal  involvement  was  not  severe  in  the  proximal 
tubules;  cardiac  changes  were  worse  in  atrial  and 
conduction  system  fibers.  -The  syndrome  apparently 
results  from  acute  toxic  hepatitis  occurring  in 
patients  with  subclinical  hepatic  di,sease.   Afla- 
toxin  B]  may  be  an  etiologic  agent  in  the  disease 
in  Thai  land. 


78'»2      EFFECT  OF  LACTULOSE  ON  CEREBRAL  METABOLISM 

IN  PATIENTS  WITH  CHRONIC  PORTOSYSTEMIC 
ENCEPHALOPATHY.   (E.)   James,  I.  M.  (Roy.  Free 
Hosp.,  London)  and  M.  Garassini.  Gut   12 (9) :702-70'( 
1971. 

The  rate  of  cerebral  oxygen  and  glucose  consumption 
were  studied  in  6  patients  with  moderately  severe 
portosystemic  encephalopathy  before  and  after  a 
10-day  course  or  oral  lactulose  (60  ml  of  501 
weight/weight  solution/day).   Five  of  the  6 
patients  showed  clinical  and  self-recognizable 
improvement.   One  patient  with  renal  dysfunction 
as  well  as  liver  disease  showed  some  improvement 
with  lactulose  therapy.   Wide  ranges  in  cerebral 
blood  flow  from  Ik   ml/lOO  g/min  to  76  ml/100  g/min 
was  found  in  these  patients  and  lactulose  did  not 
effect  a  change  in  most  instances.   All  patients 
showed  Increased  cerebral  oxygen  consumption 
which  was  not  accompanied  by  an  increase  in 
cerebral  blood  flow  and  indicated  an  increased 
arterial  venous  difference  in  oxygen  content. 
Although  there  was  no  change  in  cerebral  glucose 
consumption,  an  improved  oxygen-glucose  index 
was  observed  to  increase  from  k3%   to  80I  as  a 
result  of  therapy.   Changes  in  cerebral  metabolism 
were  not  accompanied  by  changes  in  arterial  pC02 
or  hydrogen  ion  concentration.   Lactulose  appears 
to  reverse  at  least  partially  the  changes  in 
cerebral  metabolism  in  patients  with  hepatic 
encephalopathy. 
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7843      THE  EFFECT  OF  HYPERTRANSFUS ION  ON  THE 

GROlfTH  OF  MOUSE  FOETAL  LIVER  CELLS 
TRANSPLANTED  INTO  IRRADIATED,  ADULT  RECIPIENTS: 
FAILURE  TO  DETECT  A  DIFFERENTIAL  EFFECT  BETWEEN 
CELLS  FROM  EARLY  AND  LATE  FOETUSES.   (E.) 
Tarbutt,  R.  G.  (U.  Sussex  Sch.  Biol.  Sci., 
Brighton,  England)  and  R.  J.  Cole.  J.    Cell. 
Physiol.    78(2)  :201 -207,  1971. 

Male  Swiss  albino  mice  (Porton  strain)  or  hybrids 
(C3H  X  C57BL)  were  irradiated  with  820-850  r  of 
^°Co  Y  rays  1.5-2.5  hr  before  an  i.v.  injection 
of  fetal  liver  or  bone  marrow  cells.   With  in- 
jection of  cells  from  fetuses  at  any  time  after 
the  eleventh  day  of  gestation  there  was  resumption 
of  erythropoiesis  in  the  lethal ly- i rrad iated 
recipient  mice.   This  transplant- i nduced  resumption 
of  erythropoiesis  could  be  abolished  by  hyper- 
transfusion  of  the  recipient  mice,  even  when 
transplanted  cells  came  from  fetuses  at  very 
early  stages  of  gestation. 


7844      LIVER  CHANGES  IN  DOWN'S  SYNDROME.   (E.) 

Mori,  W.  (Tokyo  Med.  Dent.  Coll.)  and 
M.  Koike.  Aata  Hepatosplenol.  (Stuttg.)  18(5): 
363-373,  1971. 

Sixteen  autopsy  cases  of  Down's  syndrome  were 
examined  for  gross  and  hi stopathological  liver 
changes.   Besides  mild  nonspecific  findings  such 
as  congestion  and  fatty  metamorphosis  of  hepatic 
cells,  no  remarkabje  gross  or  histological 
changes  were  seen  in  any  of  the  8  cases  not  showing 
jaundice  clinically.   Almost  all  of  the  livers 
of  the  8  jaundiced  patients  showed  jaundiced 
color;  some  had  a  slightly  granular  surface  which 
was  consistent  with  their  histological  finding 
of  bile  stasis  and  fibrosis  and  most  showed  an 
increase  in  weight.   Histologically,  the  most 
remarkable  observation  was  giant-cell  transforma- 
tion with  fibrosis  which  was  seen  in  3  cases. 
The  same  kind  of  alteration,  but  without  definite 
formation  of  giant  cells  was  noted  in  another 
case,  and  2  other  cases  showed  a  mild  or  incomplete 
form  of  giant  cell  transformation  but  without 
marked  hepatic  cell  necrosis  or  fibrosis.   This 
condition  was  characterized  by  giant  cell  trans- 
formation of  liver  cells,  bile  thrombus  formation 
without  any  signs  of  extrahepatic  bile  duct 
stenosis,  diffuse  fibrosis,  inflammatory  cell 
infiltration,  hepatic  cell  necrosis  and  megakaryo- 
cyte-like  cell  accumulation  in  the  hepatic 
sinusoids  in  some  cases.   Thus,  this  change  was 
observed  in  more  than  one-third  of  all  cases  of 
Down's  syndrome  in  this  series. 


7845      TECHNIQUE  OF  ORTHOTOPIC  LIVER  TRANS- 
PLANTATION IN  THE  PIG.   (E.)   Chalstrey, 
L.  J.  (St.  Bartholomew's  Hosp.,  London),  S.  P. 
Parbhoo,  A.  Tappin,  G.  J.  Baker,  L.  R.  H.  Gracey, 
P.  A.  Mullen  and  R.  Lester.  Br.    J.    Surg.    58(8): 
585-588,  1971. 

Modifications  in  technique  included  early  ad- 
ministration of  sodium  bicarbonate  during  the 
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operation  to  correct  the  acidosis  associated 
with  preoperative  starvation.  Fructose  (i.v.) 
was  given  to  the  donor  pig  rather  than  glucose 
because  there  was  evidence  that  the  liver  took  it 
up  more  rapidly  and  in  this  way  a  glycogen-loaded 
graft  was  given  to  the  recipient.   Using  pan- 
curonium bromide,  a  nonpolar i zi ng  muscle  relaxant 
of  medium  duration,  the  cardiovascular  problems 
and  postoperative  apnea  previously  seen  with 
other  muscle  relaxants  were  not  encountered. 
This  technique  permitted  the  use  of  low  concen- 
trations of  halothane,  better  blood  collection 
from  the  donor  and  rapid  recovery  of  consciousness 
in  the  recipient.   Fenwal 1  blood-collection  bags 
were  convenient  and  resulted  in  better  platelet 
preservation.   Blood  collection  was  limited  to 
the  period  Just  prior  to  the  flushing  of  the 
liver  to  prevent  blood  dilution.  The  use  of  a 
solution  of  18  mEq  potassium/t i ter  was  suitable 
for  flushing  before  liver  perfusion  but  was 
dangerous  prior  to  transplantation  in  that  the 
high  potassium  concentration  caused  cardiac 
arrest  when  the  donor  liver  was  revascularized. 
Cardiac  output  was  maintained  in  the  short  period 
during  the  completion  of  the  portal  vein  anastomosis 
by  rapid  blood  transfusion  and  digital  compression 
of  the  abdominal  aorta  and  was  continued  in  the 
subsequent  period  when  donor  liver  was  filling 
with  blood.   These  modifications  have  resulted  in 
an  average  anesthetic  time  of  2  hr  and  52  min 
with  an  average  operating  time  of  2  hr  and  3'* 
min  in  12  orthotopic  liver  transplants.   All  of 
the  animals  survived  the  operation;  6  lived  for 
more  than  2k   hr  and  k   lived  for  more  than  1  week. 


developed  hyperammonemia  and  all  had  patent 
shunts  at  the  time  of  death.   There  were  no 
consistent  changes  in  liver  function  tests  and 
no  prominent  changes  in  microscopic  hepatic 
architecture.   Brain  histology  revealed  increased 
numbers  (mean  of  8.5/350  micron  field)  of 
abnormal  cerebral  astrocytes.  All  shunted  germ- 
free  dogs  appeared  to  lose  weight  and  3  became 
obviously  cachectic.  Neurologic  symptoms  were 
mild  but  lethargy  was  observed  in  2.  These  dogs 
survived  9-171  days  (mean  83),  ^   having  died  and 
2  having  been  sacrificed.   All  but  the  one  that 
died  at  9  days  developed  hyperammonemia.  All 
had  increased  cerebral  astrocyte  (7.5/350  micron 
field)  counts.  Another  7  germ-free  dogs  became 
colonized  with  one  or  more  strains  of  bacteria 
(3  with  Brucella,  3  with  S_.  albus  and  2  with 
diphtheroids)  before  or  after  shunting,  but  the 
clinical  course  in  these  animals  was  similar  to 
that  in  uncontaminated  germ-free  dogs;  changes 
were  less  severe  or  reversed  themselves  i n  2  of 
the  contaminated  dogs  in  which  the  shunts  partially 
or  total ly  closed. 

78W      DYE  EXCRETION  STUDIES  OF  HEPATIC  FUNC- 
TION USING  BROMSULFOPHTHALEIN  AND 
INDOCYANIN  GREEN.   I:   TECHN I C  AND  NORMAL  VALUE 
OF  THE  BROMSULFOPHTHALEIN  AND  INDOCYANIN  GREEN 
TESTS.   INVESTIGATIONS  ON  LIVERS  WITH  INFLAMMATORY 
DISEASES  AND  FATTY  LIVER.   (Ger.)   Seidel,  R. 
(Reg.  Hosp..  Plauen,  Germany),  W.  Holzel  and  G. 
Reissmann.  Z.  Gesamte  Inn.   Med.    26(1 3)  :'»35-'»'t1 , 
1971. 


78if6      PHENOBARBITONE  ENHANCEMENT  OF  BROMSUL- 

PHALEIN  CLEARANCE  IN  NEONATAL  HYPER- 
BILIRUBINEMIA.  (E.)   Yeung,  C.  Y.  and  V.  Y.H. 
Yu  (U.  Hong  Kong  Queen  Mary  Hosp.).  Ped^atr^as 
48(4): 556-561,  1971. 

Forty  full-term  Chinese  infants,  less  than  2 
weeks  old,  with  moderate  jaundice  (serum  bilirubin 
of  10-20  mg/100  ml)  received  a  humanized  milk 
formula  (Lactogen).  Twenty  of  these  received 
phenobarbitone  syrup  p.o.  at  5  mg  every  8  hr, 
the  other  20  serving  as  controls.   BSP  tests  and 
serum  bilirubin  measurement  were  performed  on 
admission  and  24  hr  later.   In  those  receiving 
phenobarbitone,  there  was  a  significant  increase 
in  clearance  of  BSP  with  increases  in  the  rate 
constants  for  the  hepatic  uptake  and  biliary 
excretory  phases. 


7847      ECK'S  FISTULA  ENCEPHALOPATHY  IN  GERM- 
FREE  DOGS.   (E.)   Nance,  F.  C. 
(Louisiana  State  U.  Sch.  Med.,  New  Orleans)  and 
D.  G.  Kline.  Ann.    Surg.    174(5) : 856-862,  1971. 

End-to-side  portacaval  shunts  were  performed  in 
20  germ-free  and  8  conventional  dogs.   All  con- 
ventional dogs  with  shunts  developed  lethargy,  4 
developing  marked  irritability  and  2  coma.  All 
but  1  lost  a  mean  of  20%  of  their  weight.  Al 1- 


7849 
Health, 


LIVER  TUMOURS  IN  INFANCY  AND  CHILDHOOD. 
(E.)   Keeling,  J.  W.  (Inst.  Child 
London).  J.    Pathol.    1 03 (2) :69-85 ,  1971. 


7850 


THE  EFFECT  OF  COLLATERAL  CIRCULATION 
ON  SURVIVAL  IN  LIVER  ISCHEMIA.   (E.) 
Farkouh,  E.  F.  (Roy.  Victoria  Hosp.,  Montreal, 
Quebec,  Canada),  A.  M.  Daniel  and  L.  D.  MacLean. 
J.  Surg.   Res.    1 1  (3) : 1 30-134,  1971. 

7851  FUMARIN  CONTAINING  AMPHOCHOLERETIC 
PREPARATION  IN  DISEASES  OF  THE  GALL- 
BLADDER AND  THE  LIVER.   (Ger.)   Muscher,  C  H. 
(Wurzerstr.  11,  Bad  Godesberg,  Germany).  AerztC. 
Prax.    23(49) :2655-2656,  1971. 

7852  THE  BLOOD  SUPPLY  OF  HEPATIC  NEOPLASMS. 
(Fr.)  Dargent,  M.  (Leon  Berard  Ctr., 

Lyon,  France),  J.  J.  Bourgoin  and  B.  Lahneche. 
Chirurgie   97 (6) : 355-365 ,  1971; 

7853  BIOCHEMICAL  STUDIES  ON  PERSISTENT 
CONJUGATED  HYPERBILIRUBINEMIA  OF  THE 

NEWBORN.   (E.)   Wishahi,  A.  G.  (Ain  Shams  Fac. 
Med.,  Cairo,  Egypt),  Y.  K.  W.  Aboul  Oahab  A  S. 
Khalifa  and  S.  Hosni.  A^n  Shams  Med.    J.    2^K^) ■ 
169-177,  1971. 
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785A      STUDIES  ON  THE  DARK  ADAPTATION  IN 

PATIENTS  WITH  CHRONIC  LIVER  DISEASES. 
DISORDERS  OF  THE  DARK  ADAPTATION  IN  PATIENTS 
WITH  CHRONIC  LIVER  DISEASES.   (Ger.)   Klein,  S. 
(Carl  Gustav  Carus  Med.  Acad.,  Dresden,  Germany), 
B.  Dokert,  H.  Dressel  and  F.  Renger.  Dtsoh. 
Gesundheits   Wes.    26  (22) : 1027-1030,  1971. 


7855      THE  PATHOLOGICAL  SHAPE  VARIABILITY  OF 

THE  JUNCTIONAL  COMPLEXES  ALONG  THE 
INTERCELLULAR  SPACES  OF  THE  LIVER.   (E.)   Pavel, 
I.  (Nutr.  Clin.,  Bucharest,  Rumania),  S.  Campeanus, 
H.  Bonaparte  and  A.  Petrovici.  Acta  Hepatosplenol. 
(Stuttg,)    18(3):17'4-182,  1971. 


7856      HYPERLIPIDEMIA,  HEMOLYTIC  ANEMIA  AND 

FATTY  LIVER  IN  A  HEAVY  DRINKER.   2  I  EVE ' S 
SYNDROME.   (Fr.)   Gascard,  E.  (CHU  Intern.  Med. 
Serv.,  Marseille,  France),  R.  Picaud  and  L. 
Galinier.  Marseille  Med.    1 08 (5) :387-392,  1971. 


7857      RADIOGRAPHIC  DEMONSTRATION  OF  LIVER 
ENLARGEMENT.   (E.)   Bonfield,  R.  E. 
(U.  Michigan  Dept.  Radiol.,  Ann  Arbor).  Univ. 
Mich.   Med.    Cent.    J.    37(0:36-37,  I971. 


7858      RATIONALE  AND  CONDUCT  OF  VITAMIN  B12 
THERAPY  IN  DISEASES  OF  THE  LIVER  AND 
CERTAIN  COBALAMIN  DEFICIENCY  STATES.   (Rum.) 
Panaitescu,  G.  (Brincovenesc  Hosp.,  Bucharest, 
Rumania),  V.  Fica,  L.  Stanescu  and  E.  A.  Popescu. 
Viata  Med.    1 8(13) :579-584,  1971. 


7859      GLAZED  LIVER.   ANATOMICAL  APPEARANCE 

OR  DISEASE?   (Fr.)   Leger,  L.  and  G. 

Lemaigre.  Presse  Med.    79 (35) : 1555- 1 556 ,  1971. 


7863      ROLE  OF  THE  LIVER  IN  INFLAMMATION. 

(E.)   Billingham,  M.  E.  J.  (Natl.  Inst. 
Med.  Res.,  London),  A.  H.  Gordon  and  B.  V. 
Robinson.  Nature    [New  Biol.]    (Land.)    231  (I8): 
26-27,  1971. 


786'*      OSLER'S  DISEASE  WITH  INVOLVEMENT  OF 

THE  LIVER,   (HEPATIC  TELANGIECTASIA). 
(Fr.)   Bacardi,  R.  (Social  Security  Dept.  Intern. 
Med.,  Barcelona,  Spain),  J.  Guardia  and  J.  M. 
Rius.  Presse  Med.    79(22) : 1023-1024,  1971. 


7865      A  COMPARATIVE  STUDY  OF  CERTAIN  SERUM 
GLYCOPROTEIN  COMPONENTS.   II.   STUDY 
OF  CHRONIC  LIVER  DISEASES.   (Rum.)   Bukaresti,  L. 
(Inst.  Pharm.  Med.,  Tirgu  Mures,  Rumania),  I.  N. 
Csiki  and  M.  Fagarasanu.  Rev.    Med.     (Tirgu  Mures) 
17(l):37-'40,  1971. 


7866      HEPATORENAL  FIBROCYSTIC  DISEASE.   (Sp.) 

Sanchez,  J.  (La  Paz  Social  Security 
City  Sanitar.,  Madrid),  F.  Contreras,  M.  Patron 
and  M.  Calvo.  Bev.    Clin.    Esp.    1  21  (2)  :  1  37-1 't6  , 
1971. 


7867      DISTURBANCES  IN  RATE  OF  SECRETION  AND 

CHEMICAL  COMPOSITION  OF  BILE  DURING 
LIVER  DYSTROPHY  INDUCED  BY  CARBON  TETRACHLORIDE. 
(Rus.)   Drogovoz,  S.  M.  (Med.  Sch.,  Ternopol, 
USSR).  Vopr.    Med.    Khim.    1 7  C*) :  397-^*00 ,  I97I  . 


7868      CERTAIN  NORMAL  VARIANTS  AND  DEVELOPMENTAL 

ANOMALIES  OF  THE  SPLENOPORTAL  TRUNK. 
(Rus.)   Ender,  L.  A.,  L.  E.  Obmornov  and  G.  M. 
Golubkova.  Vestn.    Rentgol.    Radiol.    ^46  (2)  :59-62  , 
1971. 


7860      THE  MORPHOLOGY  OF  SARCOIDOSIS  INDUCED 

GRANULOMA  IN  LIVER  BIOPSIES.   (Ger.) 
Korb,  G.  (U.  Marburg  Pathol.  Inst.,  Germany)  and 
A.  Werner.  Zentralbl.    Allg.    Pathol.    114(3): 
365-373,  1971. 


7861      THE  FATTY  ACID  PATTERN  OF  THE  FATTY 
LIVER  IN  ALCOHOLIC  AND  DIABETIC  SUB- 
JECTS.  (Ger.)   Berg,  G.  (Univ.  Med.  Clin., 
Erlangen-Nuremberg,  Germany),  U.  Troll  and  W. 
Grabner.  Med.    Emahrung   12  (5) :  101 -102  ,  1971. 


7862      INFANTILE  POLYCYSTIC  DISEASE  OF  THE 

KIDNEYS  AND  LIVER:   CLINICAL,  PATHOLOGICAL 
AND  RADIOLOGICAL  CORRELATIONS  AND  COMPARISON 
WITH  CONGENITAL  HEPATIC  FIBROSIS.   (E.)   Lieberman, 
E.  (U.  Southern  California  Sch.  Med.,  Los  Angeles), 
L.  Salinas  Madrigal  and  J.  L.  Gwinn.  Medicine 
(Baltimore)   50 (4) :277-3l8,  1971. 
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DECREASED  UROPORPHYRINOGEN  DECARBOXYLASE 
ACTIVITY  IN  EXPERIMENTAL  SYMPTOMATIC 
.   (E.)   Taljaard,  J.  J.  F.  (U.  Natal 
,  Durban,  South  Africa),  B.  C.  Shanley 
Joubert.  Life  Sai.    [ll]    1 0(1 5) :887-893, 


PRIMARY  OSTEOGENIC  SARCOMA  OF  THE 
LIVER.   REPORT  OF  AN  AUTOPSY  CASE. 
(E.)   Sumiyoshi,  A.  (Kyushu  U.  Sch.  Med., 
Fukuoka,  Japan)  and  Y.  Niho.  Aata  Pathol.   Jap. 
21 (2):305-312,  1971. 


7871      HEPATIC  INVOLVEMENT  AND  JAUNDICE  IN 
HODGKIN'S  DISEASE.   (Sp.)   Gonzalez 
Cueto,  D.  (Ramos  Mejia  Hosp.,  Buenos  Aires, 
Argentina)  and  H.  Pascuccelli.  Mediaina    (B. 
Aires)    31  (4):255-266,  1971. 
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7872  A  COMPARISON  OF  THE  SCINTIGRAPHIC  ASPECTS 
WITH  THE  OPERATIVE  RESULTS  IN  HYDATID 

CYST  OF  THE  LIVER.   (Rum.)   Miclutia,  M.  (Nucl . 
Med.  Sect.,  Cluj,  Rumania),  T.  Holan,  M.  Nana  and 
V.  Derevenco.  China-gia    (Buour.)    20 (6) : 51 7-526 , 
1971. 

7873  RESPONSIVENESS  OF  HYPERPLASTIC  LESIONS 
AND  HEPATOMAS  TO  PARTIAL  HEPATECTOMY. 

(E.)   Kitagawa,  T.  (Cancer  Inst.,  Tokyo).  Gann 
62(3):217-22i»,  1971. 


7882 


VASCULAR  TUMORS  OF  THE  LIVER  IN  INFANTS 
AND  CHILDREN.   A  STUDY  OF  30  CASES  AND 

REVIEW  OF  THE  LITERATURE.   (E.)   Dehner,  L.  P. 

(AF  Inst.  Pathol.,  Washington,  D.  C.)  and  K.  G. 

Ishak.  Arch.    Pathol.    92  (2) : 101 -1 1 1  ,  1971. 


7883 


SUBMICROSCOPIC  CHANGES  IN  VARIOUS  ORGANS 
UNDER  THE  INFLUENCE  OF  LEAD  ACETATE 

POISONING.   (E.)   Grzybek,  H.  (Silesian  Med. 

Acad.  Dept.  Histol.,  Zabrze  Rokitnica,  Poland), 

J,  Jonek,  D.  Kochanska  and  B.  Panz.  Acta  Med. 

Pol.    12(2):235-239,  1971. 


787i»      A  CASE  OF  NIEMANN  PICK'S  DISEASE  IN 

INFANCY.   (Ger.)   Schoenberger ,  W. 
(Univ.  Pediatr.  Clin.,  Mainz,  Germany)  and  F.  K. 
Kossling.  Arah.    Kinderheilkd.    I83 (l ) :51-6l ,  1971. 

7875      SURGICAL  MANAGEMENT  OF  COMPLICATIONS 

OF  PORTAL  HYPERTENSION:   REVIEW  OF  THE 
EXPERIENCE  AT  THE  MUSC  HOSPITALS.   (E.)   Cathcart, 
R.  S.,  Ill  (Med.  U.  South  Carolina,  Charleston) 
and  w!  M.  Rambo.  J.    SC  Med.   Assoc.    67 (5) :225-228, 
1971. 
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HEPATIC  HEMANGIOMA:   SUCCESSFUL  RESECTION 
IN  A  NEONATE.   (E.)   Tawes ,  R.  L.,  Jr. 

(U.  California  Surg.  Serv.,  San  Francisco) ,  J.  A. 

Nelson  and  G.  A.  Hyde,  Jr.  Surgery   70 (5) : 782-785  , 

1971. 
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SIGNIFICANCE  OF  FATTY  LIVER  IN  EXPERI- 
MENTAL ATHEROSCLEROSIS.   (Jap.)   Fujitsuka, 

M   (Univ.  Sch.  Med.,  Gifu,  Japan).  Acta  Sch. 

Med.   Univ.   Gifu   18(5)  ••558-590 ,  1971. 


7878      X-RAY  STUDY  OF  LIVER  TUMORS  IN  CHILDREN 

(26  CASES).  (Fr.)  Labrune,  M.  (Hosp. 
Infant.  Dis.,  Paris),  G.  Debrun  and  J.  Lefebvre. 
Arah.   Fr.   Pediatr.    28(5)  :'t65-'t86,  1971. 


7879      EXPERIENCE  OF  CROSS  CIRCULATION  AS 

METHOD  OF  HEPATIC  ASSISTANCE  IN  SEVERE 
ACUTE  LIVER  FAILURE.   (Fr.)   Muller,  J.  M.  (CHU, 
Grenoble,  France),  M.  Guignier  and  J.  Motin. 
Ann.   Med.   Interne   (Paris)    122(5) : 581 -587,  1971. 


7880      INFLUENCE  OF  ETHANOL  IN  THE  RATE  OF 

GALACTOSE  ELIMINATION  IN  WOMEN  TAKING 
ORAL  CONTRACEPTIVES  AND  IN  PREGNANT  WOMEN.   (E.) 
Kesaniemi,  A.  (U.  Helsinki  1st  Dept.  Obstet. 
Gynecol.)  and  K.  Kurppa.  Acta  Obstet.    Gynecol. 
Soand.    50(2): 167-170,  1971. 
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A  CASE  OF  BENIGN  HEPATOMA.   (Fr.) 
Quevauvilliers,  J.  ( Intercommun.  Hosp, 

Ctr   Poissy,  France),  A.  Nenna  and  R.  Ronat. 

Ann.   Med.   Interne   (Paris)   1 22(5)  :651-65't,  1971. 

See  also  numbers:  Hhk ,    73'tO,  7'»53,  7'*79,  7'48l 


788't      STAUFFER'S  SYNDROME:   REVERSIBLE 

HEPATIC  DYSFUNCTION  IN  A  PATIENT  WITH 
HYPERNEPHROMA.   (Fr.)   Souadjian,  J.  V.  (U. 
Sherbrooke  Dept.  Med.,  Quebec,  Canada),  J.  Susset 
and  B.  Longpre.  Can.    Med.    Assoc.    J.    105(4): 
39'»-396,  1971. 
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ABDOMINAL  CONTUSIONS:   PERITONEAL 
LAVAGE  AND  SELECTIVE  ARTERIOGRAPHY  OF 
THE  CELIAC  ARTERY  IN  THE  DIAGNOSIS  OF  HEPATIC 
AND  SPLENIC  LESIONS.   (Fr.)   Doutre,  L.  P.  (Saint 
Andre  Hosp.,  Bordeaux,  France),  J.  Perissat  and 
J.  Tavernier.  Chirurgie   97(6) :383-386 ,  1971. 

7886  ENLARGEMENT  OF  LIVER  ASSOCIATED  WITH 
INCREASED  FUNCTIONAL  STRESS  AT  VARIOUS 

AGES.   (Ger.)   Paul i ni  ,  K.  (U .  Ulm  Biol .Ctr ., 
Germany)  and  G .'  Beneke.  Actuel.    Gerontol.    1(7): 
389-395,  1971. 

7887  EFFECT  OF  UREMIA  ON  DRUG  DEGRADING 
ENZYMES  IN  RAT  LIVER  MICROSOMES.   (Ger.) 

Leber  H.  W.  (Justus  Liebig  U.  Med.  Clin., 
Giessen,  Germany),  P.  Streitzig,  M-  ^ayser  and 
G.  Schutterle.  Klin.    Woahenschr.    kSi^S)  ■.3kk-3k(> , 
1971. 

7888  USE  OF  NEUTRON  ACTIVATION  ANALYSIS  IN 
DIAGNOSIS  AND  SUBSEQUENT  CONTROL  OF 

WILSON'S  DISEASE.   (Ger.)   Henke,  G.  (Westphalian 

Wilhelms  U.,  Inst.  Anat.,  Munster,  Germany),  H. 

Mollmann  and  W.  Althoff.  Klin.    Woahenschr. 
i49(5):28it-286,  1971. 

7889  ABNORMALITIES  OF  THE  PHYSIOLOGY  OF 
COPPER  IN  WILSON'S  DISEASE.   II.   THE 

INTERNAL  KINETICS  OF  COPPER.   (E.)   O'Reilly,  S. 
(Gen.  Hosp.,  San  Francisco,  Calif.),  M  PoUyc^s^e, 
M.  Tone  and  L.  Herradora.  Arch.    Neurol.    m(b): 
1*81-488,  1971. 


7518*,  7521,  7523,  752'*,  7526,  7703, 


7890      THE  ANEURYSMS  OF  THE  HEPATIC  ARTERY. 

(It.)   Simi ,  M.  (U.  Rome  2nd  Surg. 
Clin  )   V.  Faraglia  and  C.  Spartera.  Gazz.    Int. 
Med.    Chir.    76 (6): 359-367,  1971. 
71*88,  71*89,  7'<90,  71*91,  7501*,  7506,  7508,  7510, 
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7891       JAUNDICE  DUE  TO  IPRINDOLE.   (E.) 

Ajdukiewicz,  A.  B.  (Roy.  Free  Hosp. , 
London),  J.  Grainger,  P.  J.  Scheuer  and  S. 
Sherlock.  Gut    1 2  (9) : 705-708,  1971. 

The  clinical  and  microscopic  features  in  21 
patients  who  had  hepatic  reactions  to  iprindole 
treatment  for  depression  is  presented.   The 
clinical  summary  of  19  cases  disclosed  features 
of  liver  damage  related  to  iprindole  with  symptoms 
developed  between  't  and  21  days  after  commencing 
the  drug.   Jaundice  was  noticed  in  13  patients 
and  5  had  bi 1 i rubi nemi a .   One  had  pruritis  which 
disappeared  on  stopping  the  drug  and  reappeared 
on  rechallenge.   Two  jaundiced  patients  also  com- 
plained of  pruritis.   Six  complained  of  fever, 
shivering  and  generalized  aches  and  pains  which 
preceded  the  Jaundice  in  h   patients.   Three 
patients  had  a  rash,  one  had  an  eos i noph i 1 ia.   All 
patients  recovered.   Two  patients  studied  in  de- 
tail were  both  treated  with  iprindole  for  de- 
pression and  developed  hepatic  reactions.   Liver 
biopsies  in  1  of  these  cases  showed  severe 
cholestasis,  most  marked  at  the  centers  of  lobules, 
which  gradually  decreased  after  8  weeks.   No 
inflammation  was  seen  but  liver  cell  and  nuclear 
size  were  increased  with  many  binucleate  cells, 
which  were  compatible  with  drug-induced  cholestasis, 
and  this  was  verified  by  electron  microscopy. 
Predominant  ul trastructural  features  were  bile 
canaliculi  dilation  with  osmiophilic  bile  pigment 
deposits  in  the  lumina.   Although  a  minority  of 
patients  have  shown  jaundice  and  hypersensitivity 
to  this  drug,  there  is  no  evidence  that  iprindole 
can  lead  to  chronic  liver  damage. 


7892      HEPATIC  INJURY  AND  MULTIPLE  DRUG 

TREATMENT.   (E.)   Sotaniemi,  E.  (U. 
Oulu  Dept.  Med.,  Finland),  0.  Hokkanen  and  W.  J. 
Kaipainen.  Ann.    Clin.    Res.    3  C*)  :220-225 ,  1971. 

The  records  of  55  patients  with  drug-induced 
hepatic  injury  were  reviewed  to  determine  which 
drugs  were  used  before  the  onset  of  the  illness, 
and  whether  there  were  any  signs  of  drug  combina- 
tion as  a  cause  of  jaundice.   The  incidence  of 
drug-induced  hepatic  damage  was  1  in  310  among 
the  patients  admitted  to  the  hospital  during  the 
observation  period.   Sixteen  patients  (29^)  were 
taking  1  drug  at  the  onset  of  the  illness  and  39 
{T\%)   were  taking  more  than  1.   The  highest  fre- 
quency of  association  of  a  specific  drug  either 
alone  or  in  combination  was  in  the  group  of 
sulfonamide  users  (231).   The  corresponding 
figures  for  the  other  frequently  used  drugs  were 
20^  for  nitrofurantoin  and  20%   for  oral  contra- 
ceptives.  One  of  the  above-mentioned  drugs,  or 
hydralazines  and  phenoth i azenes  were  used  alone  or 
in  combination  by  85%  of  liver  injury  patients. 
According  to  laboratory  tests  the  patients 
undergoing  multiple  therapy  showed  a  tendency 
to  more  severe  hepatic  injury  than  those  treated 
with  a  single  drug.   The  average  age  and  duration 


of  stay  in  the  hospital  was  higher  among  patients 
receiving  several  drugs. 


7893      PROSPECTIVE  CLINICAL  EVALUATION  OF 
BILIARY  DRAINAGE  IN  HEPATIC  TRAUMA: 
AN  INTERIM  REPORT.   (E.)   Lucas,  C.  E.  (Wayne 
State  U.  Sch.  Med.,  Detroit,  Mich.).  Ann.    Surg. 
17'»  (5):  830-836,  1971. 

In  a  study  of  107  patients  with  liver  trauma, 
12  had  stab  wounds  less  than  1.5  cm  in  diameter 
and  not  bleeding,  12  had  larger  stab  wounds,  or 
required  suture  ligation  for  hemostasis,  or  both, 
hh   had  bullet  wounds  less  than  3  cm  in  diameter, 
and  51  had  larger  bullet  wounds  and  blunt  trauma. 
Drainage  was  by  standard  drainage  in  35,  standard 
drainage  plus  cholecystostomy  In  35  and  standard 
drainage  plus  T-tube  choledochostomy  in  37. 
There  were  13  deaths  {k ,    k   and  5,  resp.)  with  no 
significant  differences  between  the  3  types  of 
drainage.   There  was  a  significantly  greater 
morbidity  in  the  choledochostomy  group  (50 
complications  in  20  patients)  compared  to  those 
with  standard  drainage  (19  complications  in  11 
patients)  and  the  cholecystostomy  group  (20  com- 
plications in  12  patients).   The  most  significant 
complications  In  the  choledochostomy  groups  were: 
Intra-abdominal  or  subphrenic  abscess  in  9;  septic 
jaundice  in  5;  stress  gastric  bleeding  in  6; 
ascending  cholangitis  in  h,    of  whom  3  had  cul- 
tures positive  for  gram-negative  organisms. 
There  was  no  significant  difference  between  the 
3  types  of  drainage  with  respect  to  postoperative 
hemorrhage  from  the  liver  surface,  massive  wound 
infection  or  necrotizing  fasciitis  and  respiratory 
insufficiency.   Technical  difficulties  with 
choledochostomy  Included  T-tube  dislodgement  (l), 
accidental  cystic  duct  injury  necessitating 
cholecystectomy  (l),  and  common  bile  duct  ob- 
struction (1).   It  is  concluded  that  controlled 
extrahepatic  biliary  drainage  has  no  role  in  the 
management  of  stab  wounds  and  smaller  bullet 
wounds . 


7894      THERAPEUTIC  TRIAL  WITH  METHYLPHENO- 

BARBITAL  (PROMINAL),  AN  ENZYME  INDUCER, 
IN  LIVER  DISEASE.   A  CONTRIBUTION  TO  THE  QUESTION 
OF  HEPATOTOXICITY  OF  BARBITURATES.   (E.)   Glogner, 
P.  (Univ.  Med.  Polyclin.,  Marburg,  Germany),  S. 
Massarrat  and  H.  R.  Henrichs.  Acta  Hepatosplenol . 
(Stuttg.)    l8(5):39'i-397,  1971. 

The  use  of  methyl phenobarbl tal  (200  mg/day  p.o.) 
in  the  treatment  of  liver  disease  was  investigated 
in  patients  with  hepatic  cirrhosis  (7),  chronic 
hepatitis  (5)  or  non-diabetic  fatty  liver  (10). 
The  patients  were  divided  into  a  placebo  (control) 
and  a  therapy  group,  with  12  patients  serving  as 
their  own  controls.   No  significant  changes  in 
the  laboratory  results  (BSP  retention,  y-globulin, 
SGPT,  SGOT)  were  observed  in  patients  on  methyl- 
phenobarbi tal  therapy  compared  with  the  control 
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group.   Eight  patients  complained  of  side  effects 
in  the  form  of  fatigue.   One  patient  with  chronic 
hepatitis  showed  signs  of  liver  cell  necrosis 
with  increased  transaminases  and  bilirubin  for  k 
weeks  during  placebo  treatment,  which  were- 
reversible  after  3  days  of  methyl phenobarbi tal 
therapy.   The  patients  showed  neither  hepatotoxic 
changes  nor  improvement  either  during  or  after 
methylphenobarbital  therapy. 


7895      LIVER  TRAUMA  IN  CHILDREN.   (E.)   Kaufman, 

J.  M.  (U.  Colorado  Med.  Ctr.,  Denver) 
and  J.  D.  Burrington.  J.    Pediatr.    Surg.    6(5): 
585-59'*,  1971. 

Forty  children  with  liver  injury  were  investigated 
for  the  mechanism  of  injury,  physical  findings, 
associated  injuries,  X-ray  findings,  liver  pathology, 
surgical  repair,  complications  and  mortality. 
Blunt  trauma  produced  the  liver  injury  in  37  of 
the  ho   patients  (92.5^),  22  of  which  occurred  in 
automobile  accidents.   Associated  injuries 
occurred  in  27  of  the  40  patients  (67.5^),  the 
most  common  being  chest  injuries  (30^).   Nineteen 
of  the  ^tO  patients  had  generalized  abdominal  pain 
and  tenderness,  17  had  localized  right  or  left 
upper  quadrant  symptoms,  and  2  had  periumbilical 
pain.   Radiographic  examinations  did  not  specifi- 
cally indicate  liver  injury.   On  admission,  21 
of  the  '4O  patients  (52.5^)  were  in  shock  (systolic 
blood  pressure  less  than  80  mm  Hg)  and  nearly 
one-third  had  hematocrits  below  30^.   Blood  was 
present  in  the  abdomen  of  38  of  ^tO  patients  (95^), 
averaging  719  cubic  cm.   Twenty-eight  patients 
(701)  sustained  liver  lacerations  (8  minor  and 
20  major),  7  sustained  ruptures,  3  had  capsular 
tears  and  2  had  only  subcapsular  hematomas.   The 
injury  was  repaired  in  22  of  the  35  survivors 
(63^)  by  simple  suturing  with  or  without  drains, 
and  with  or  without  hemostatic  gauze  material. 
Postoperative  complications  included  right  pleural 
effusion  or  atelectasis  (5)  ,. abscesses  (3),  and 
wound  infections  (2).   Of  the  5  deaths,  3  were 
attributable  to  exsanguinating  liver  lacerations 
and  2  died  from  brain  damage. 


7896      ETHANOL  OXIDATION  BY  THE  HEPATIC 

MICROSOMES  AFTER  PROLONGED  ETHANOL 
TREATMENT.   (E.)   Matsumura,  R.  (Shinshu  U.  Fac. 
Med.,  Japan),  E.  Masamura,  M.  Tsukada  and  S. 
Nakanishi.  Med.    J.    Shinshu  Univ.    15  C*) : 291 -292, 
1971. 

Male  Wistar  rats  received  only  ethanol  for  8 
months,  while  control  rats  drank  water. ^  Using 
washed  hepatic  microsomes  from  these  animals,  the 
kinetics  of  the  microsomal  ethanol -oxidizi ng 
enzyme  was  graphed  with  a  Lineweaver-Burk  plot. 
There  was  no  difference  in  values  of  the  apparent 
Michael  is  constant  between  controls  and  ethanol- 
fed  rats.  There  was  a  501  decrease  in  the 
apparent  maximal  velocity  in  rats  fed  ethanol 
until  the  time  of  sacrifice,  but  not  in  rats  fed 
water  alone  or  in  ethanbl-fed  rats  deprived  of 


ethanol  and  fed  water  for  the  2k   hr  immediately 
prior  to  sacrifice.   There  was  no  difference 
between  the  latter  2  groups. 


7897  MALIGNANCY  IN  NATURAL  AND  EXPERIMENTAL 
HEPATIC  CYSTS:  EXPERIMENTS  WITH  AFLA- 
TOXItl  IN  RATS  AND  THE  MALIGNANT  TRANSFORMATION 
OF  CYSTS  IN  HUMAN  LIVERS.  (E.)  Cruickshank, 
A.  H.  (Univ.  Dept.  Immunol.,  Liverpool,  England) 
and  S.  M.  Sparshott.  J.  Pathol.  10^1(3) :  185-190, 
1971. 

All  of  12  Sprague-Dawley  rats  fed  on  Brazilian 
groundnut  meal  containing  aflatoxin  had  hepatic 
tumors,  some  of  which  had  spread  to  lymph  nodes, 
peritoneum  and  lungs.   All  hepatic  tumors  con- 
tained cysts  that  could  be  differentiated  micro- 
scopically into  benign  or  poorly  differentiated 
malignant  tumors.   Benign  cysts  formed  in  areas^ 
in  which  the  hepatic  cells  had  undergone  necrosis 
and  dissolution.   Most  of  the  tumors  appeared  to 
be  carcinomas  of  biliary  epithelial  cells;  secre- 
tion of  mucus  was  often  seen.   However,  some  tumor 
cells  contained  bile  pigment  suggesting  the 
possibility  of  parenchymal  malignancy.   Cystadeno- 
carcinoma  of  the  liver  in  't  human  cases  was^ 
similar  to  the  experimental  tumors.   Congenital 
cysts  were  associated  with  the  cystadenocarci nomas 
in  2  of  the  human  cases.   The  hepatic  cysts  pro- 
duced by  aflatoxin  in  the  rat,  though  similar  to 
congenital  cysts,  progressed  to  malignancy  in 
every  animal,  a  rarity  in  humans.  The  scarcity 
of  human  cystadenocarcinoma  of  the  liver  suggests 
that  aflatoxin  food  contamination  is  probably 
not  important  in  the  etiology  of  primary  carcinoma 
of  the  1 iver  in  man. 

7898      EFFECT  OF  ALLOXAN  DIABETES  IN  HEPATIC 
CARCINOGENESIS  AND  CIRRHOSIS  IN  A  X  C 
RATS  GIVEN  2-D I ACETAMI DOFLUORENE.   (E.)   Reuber, 
M.  D.  (U.  Maryland  Sch.  Med.,  Baltimore),  Gann 
62(3):157-161,  1971. 

The  effect  of  0.025%  diacetamidof 1 uorene  on 
hepatic  carcinogenesis  and  cirrhosis  was  studied 
in  alloxan-treated  (diabetic)  male  and  female 
A  x  C  rats.   Intact  male  rats  (11  of  13)  developec 
a  higher  incidence  of  wel 1 -di f ferent iated  carclnon 
and  cirrhosis  of  the  liver  than  did  the  rats  with 
diabetes.   There  were  hyperplastic  areas  and 
nodules,  but  not  carcinomas  or  cirrhosis,  in  the 
intact  male  rats  with  diabetes.   The  incidence 
of  hepatic  lesions  in  intact  and  castrated  female; 
and  castrated  males  with  diabetes  was  similar  to 
that  of  animals  without  diabetes.   Castrated 
males  given  alloxan  did  not  have  carcinomas  and 
the  incidence  of  hyperplastic  lesions  was  lower. 
The  hepatic  lesions  were  virtually  the  same  in 
castrated  females  with  and  without  diabetes. 
In  rats  with  diabetes,  beta  cells  were  decreased 
in  the  islets  of  Langerhans,  the  cecum  and  large 
intestine  were  markedly  distended  with  plasma 
cells  in  the  submucosa  and  the  kidney  surface  was 
finely  granular.   The  lack  of  insulin  in  alloxan- 
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treated  animals  and  the  ability  of  insulin  to 
increase  hepatic  protein  synthesis  may  serve  to 
protect  these  animals  from  developing  carcinomas 
and  cirrhosis. 


7<i?^  ANGIOGRAPHY  IN  RUPTURE  OF  THE  LIVER. 

(E.)   Aakhus,  T.  (Natl.  Hosp. ,  Oslo, 
Norway)  and  I.  Enge.  Acta  Radiol.    [Diagn.] 
(Stookh.)    11  C*): 353-362,  1971. 

Angiography  performed  in  9  cases  of  hepatic 
rupture  over  a  period  of  5  yr  revealed  positive 
signs  in  8  of  the  cases.   In  h   cases  there  was 
displacement  of  arteries  around  expanding  hematomas, 
an  expected  finding  when  bile  cysts  have  formed. 
Arterial  occlusion  was  evident  in  1  case  and 
extravasation  of  contrast  medium  from  ruptured 
arteries  in  2  cases,  appearing  as  a  large  pseudo- 
aneurysm  in  1  of  these  patients.   Delayed  circula- 
tion, reflected  by  prolonged  filling  of  the 
arteries  in  local  areas  was  seen  in  5  cases, 
probably  due  to  hematomas  and  edema  compressing 
minor  vessels.   An  arteriovenous  fistula  between 
hepatic  artery  and  portal  vein  branches  was 
evident  in  3  cases  appearing  as  either  early  or 
retrograde  filling  of  typical  portal  vein 
branches.   Dilatation  of  the  splenic  and  portal 
veins  and  increased  splenic  pulp  pressure  were 
evident  at  splenic  phlebography  in  1  case. 
Expansive  processes  attributable  to  hematomas, 
and  displacement  of  the  liver  by  i.p.  fluid  were 
seen  in  3  and  k   cases,  resp.   The  massive  hemorrhage 
and  shock  that  may  occur  often  indicates  immediate 
life  saving  surgery;  however,  preoperative 
angiography  should  be  performed. 


7900      ANGIOGRAPHY  IN  HEPATIC  RUPTURE.   (E.) 

Boijsen,  E.  (Univ.  Hosp.,  Lund,  Sweden), 
J.  Kaude  and  U.  Tylgn.  Aota  Radiol.     [Diaqn.] 
(Stoakh.)    1  KM:  363-379,  1971. 

Twenty-five  patients  with  liver  damage  were 
examined  by  angiography  from  several  hr  up  to  150 
days  following  blunt  abdominal  trauma.   Extra- 
vasation of  contrast  medium  indicating  vascular 
lesions  was  the  most  common  finding  in  the  early 
posttraumatic  period,  usually  most  marked  within 
24  hr  after  trauma.   Displacement  of  branches  of 
the  hepatic  artery  and  portal  vein  surrounding 
an  avascular  lesion  were  characteristic  findings 
with  a  hematoma  lying  in  the  parenchyma  with  a 
subcapsular  hematoma  (acute  or  late  stage).   A 
patient  with  combined  perforating  and  blunt 
trauma  had  displacement  of  the  intrahepatic 
arterial  and  portal  venous  branches  caused  by 
abscess  formation.   The  most  frequent  type  of 
arteriovenous  shunting  of  contrast  medium  was 
present  at  the  capillary  level,  was  prominent  in 
the  early  posttraumatic  period  and  at  18  days, 
and  seemed  to  occur  only  after  a  moderate  con- 
tusion.  The  second  type  of  shunting  was  observed 
twice  and  occurred  directly  between  larger 
branches  of  the  hepatic  artery  and  the  portal 
vein.   Occlusion  of  the  intrahepatic  arterial 
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branches  and  portal  vein  branches  was  observed 
in  4  and  2  patients,  resp.,  in  the  early  post- 
traumatic period  or  postoperatively.   An  intra- 
hepatic artery  aneurysm  during  the  first  3  weeks 
after  trauma  was  observed  only  once;  this  de- 
creased in  size  by  2  months.   The  liver  was 
frequently  enlarged  and  hypervascular ,  particularly 
during  the  second  to  fourth  week  after  the 
trauma.   Hypervascul arizat ion  was  most  prominent 
in  those  areas  with  arterioportal  shunting  or 
extravasation.   Displacement  of  the  liver  indicating 
capsular  rupture  with  blood  in  the  peritoneal 
cavity  or  a  subcapsular  hematoma  was  seen  in  10 
patients.   Repeat  angiography  to  control  healing 
should  be  performed  when  operation  is  not  under- 
taken. 


7901      STUDIES  OF  Y  AND  Z,  TWO  HEPATIC  CYTO- 
PLASMIC ORGANIC  AN  I  ON-BINDING  PROTEINS: 
EFFECT  OF  DRUGS,  CHEMICALS,  HORMONES,  AND 
CHOLESTASIS.   (E.)   Reyes,  H 
Coll .  Med.,  Bronx,  N..  Y.) ,  A 
Gatmaitan  and  I.  M.  Arias. 
50(1  0:2242-2252,  I97I. 


(Albert  Einstein 
L  J.  Levi ,  Z. 
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In  rats  receiving  phenobarbi tal ,  the  major 
hepatic  cytoplasmic  organic  amino-bi nd ing  protein 
Y,  increased  progressively  to  a  peak  after  6 
days  of  phenobarbi tal  and  returned  to  normal  at 
9  days  after  drug  withdrawal.   Coincident  with 
this  was  an  increase  in  the  initial  plasma 
disappearance  rate  (K))  and  hepatic  dye  content 
of  i .V. -administered  BSP  and  indocyanine  green. 
The  effect  on  BSP  was  not  altered  by  ligation  of 
the  common  bile  duct.   The  effect  on  Y,  K] ,  and 
the  hepatic  content  of  BSP  were  dependent  on  the 
dose  of  phenobarbi tal .   With  the  administration 
of  al lyl isopropylacetamide,  dieldrin,  DDT,  3- 
methylcholanthrene  and  benzpyrene,  there  w^s 
again  an  increase  in  these  3  parameters,  and 
either  no  effect  or  a  decrease  in  cytoplasmic 
protein  fraction,  Z.   All  parameters  were  reduced 
by  cholestasis  due  either  to  biliary  obstruction 
or  administration  of  ethi ny lestrad iol .   Hypo- 
physectomy  and  thyroidectomy  increased  Y,  and 
decreased  Kj  and  the  hepatic  content  of  BSP. 
Normal  rats  showed  no  effect  with  thyroxine, 
testosterone  or  hydrocortisone. 


7902      THE  INFLUENCE  OF  SUBACUTE  BENZENE 

INTOXICATION  ON  THE  SUBM ICROSCOPIC 
STRUCTURE  OF  LIVER  CELLS.   (E.)   Jonek,  J. 
(Silesian  Med.  Acad.  Dept .  Histol.,  Zabrze 
Rokitnica,  Poland),  M.  Kaminski,  H.  Grzybek  and 
B.  Panz.  Aota  Med.    Pol.    1 2  (2) :24l -244 ,  1971. 


7903      LESIONS  OF  THE  LIVER  IN  CHRONIC  POISONING 

WITH  BENZENE.   (Rum.)   Tudose,  N. 
(Inst.  Med.,  Timisoara,  Rumania)  and  C.  Vllculescu. 
Morfol.    Norm.    Patol.    16(3) :225-233 ,  1971. 
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INJURY  OF  THE  PORTAL  VEIN  DUE  TO  A 
TRAUMATIC  CONTUSION  OF  THE  ABDOMEN. 


ACUTE  NONVIRAL  HEPATITIS  AND  HEPATIC  INJURY 


(Out.)   Van  Hee,  R.  H.  G.  G.  (St.  Ignatius  Hosp. 
Breda,  Netherlands).  Aota  Chir.    Belg.    70(l): 
'♦5-52,  1971. 


7905      BRUCELLAR  HEPATITIS  WITH  CASEOUS 

NECROSIS.   (Fr.)   Bastin,  R.  (Claude 
Bernard,  Hosp.,  Paris,  France),  J.  L.  Vilde  and 


C.    Lapresle. 
1971. 


Lyon  Med.    225(Special  Number) : 1 1 -l6 , 


7906      EFFECT  OF  LITHOCHOLIC  ACID  ON  DL- 

ETHIONINE  CARCINOGENESIS  IN  RAT  LIVER. 
(E.)   Hiasa,  Y.  (Nara  Med.  U.,  Japan),  Y.  Konishi, 
Y.  Kamamoto,  T.  Watanabe  and  N.  I  to.  Gann   62  (i»): 
239-245,  1.971. 


See  also  number:   73'*6 
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7907      COLLAGEN  DISEASE  DEBUTING  AS  ACUTE 

HEPATITIS.   (E.)   Sestoft,  L.  (Bispebjerg 
Hosp.,  Copenhagen),  H.  Poulsen  and  K.  Winkler. 
Saand.    J.    Gastroenterol.    6  (6)  :it95-500,  1971. 

Three  patients  in  whom  acute  hepatitis  was 
observed  biochemically  and/or  histologically  in 
the  initial  phase  of  a  collagen  disease  are 
described.   Liver  biopsy  specimens  taken  during 
the  initial  phase  of  polyarteritis  nodosa  in  1 
patient  and  a  disease  resembling  systemic  lupus 
erythematosus  (SLE)  in  2  patients  revealed  changes 
typical  of  acute  viral  hepatitis.   Repeated 
tests  for  Au  antigen  in  the  2  patients  with  the 
SLE-like  disease  yielded  positive  results  in  1 
case.   Only  1  of  the  3  patients  showed  icteric 
changes.   The  few  cases  of  chronic  liver  disease 
in  patients  with  collagen  disease  which  have 
been  reported  may  have  developed  from  acute  viral 
hepatitis  in  the  initial  phase  of  the  disease. 
The  disease  initiated  by  infection  by  hepatitis 
virus  may  be  self-perpetuating  by  an  autoimmune 
mechanism. 


7908      QUANTITATION  OF  HEPATITIS-ASSOCIATED 

ANTIGEN  WITH  A  MODIFIED  OUCHTERLONY 
PRECIPITIN  TEST.   (E.)   Kim,  C.  Y.  and  J.  G. 
Tilles  (U.  California  Orange  County  Med.  Ctr., 
Orange).  J.    Infect.    Dis.    1  2it  (5)  :512-5l6  ,  1971. 

The  standard  Ouchterlony. double-diffusion  test 
was  modified  by  inclusion  of  a  2'»-hr  period  of 
pretreatment  of  the  gels  with  antiserum  to  hepatitis- 
associated  antigen  obtained  from  patients  with 
hemophilia  who  had  received  multiple  blood  trans- 
fusions in  the  past.   The  modified  technique  has 
a  standard  error  of  less  than  0.97.   With  the 
modified,  but  not  the  standard,  test  there  was  a 
linear  relationship  between  the  distance  of  a 
precipitin  line  from  the  antigen  well  and  the 
logarithm  of  the  antigen  concentration.   In  the 
screening  of  667  sera  from  529  patients,  the 
modified  test  was  1.6  times  as  effective  as  the 


standard  in  detecting  hepatitis-associated  antige 
In  no  case  did  the  modified  test  give  a  negative 
result  when  the  standard  test  was  positive.   The 
modified  test  detects  antigen  in  a  concentration 
one-eighth  of  that  required  for  a  positive  result 
with  the  standard  test.  With  the  modification, 
sera  were  positive  over  a  longer  interval  and  in 
a  more  consistent  manner. 


7909      TRANSMISSION  OF  HUMAN  HEPATITIS  TO 
MARMOSETS:   FURTHER  CODED  STUDIES. 
(E.)   Holmes,  A.  W.  (Rush-Presbyterian-St .  Luke's 
Med.  Ctr.,  Chicago,  111.),  L.  Wolfe,  F.  Deinhardl 
and  M.  E.  Conrad.  J.    Infect,    dis.    1 2I4  (5)  :  520-521 
1971. 

Coded  serum  or  plasma  specimens  taken  from  norma' 
patients  and  from  patients  with  acute  phase 
hepatitis  were  injected  i.v.  into  marmosets  in  a 
1:2  dilution  with  Hanks'  balanced  salt  solution. 
Laboratory  tests  and  histological  studies  were 
done  to  determine  whether  or  not  hepatitis  was 
induced.   None  of  the  animals  injected  with  norm 
human  serum  or  plasma  developed  hepatitis. 
Hepatitis  did  occur  in  all  groups  of  animals 
inoculated  with  proven  or  potentially  infectious 
human  sera  or  plasmas.  The  incubation  period 
was  similar  in  all  groups  of  animals  that 
developed  hepatitis,  and  ranged  from  30-^45  days. 
The  disease  produced  in  colony-born  marmosets 
was  not  significantly  different  from  the  hepatit 
in  marmosets  caught  in  the  wild.  Thus,  the 
disease  observed  in  marmosets  after  the  inoculat 
of  sera  from  humans  with  acute  phase  hepatitis 
seems  to  be  caused  by  agents  of  human  hepatitis, 
and  does  not  represent  activation  of  latent 
marmoset  viruses. 
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SERUM  HEPATITIS  IN  SWEDISH  TRACK- 
FINDERS.   (E.)   Ringertz,  0.  (Natl. 

Bacterid.    Lab.,    Stockholm,    Sweden).      Saand.    J. 

Infect,    dis.      Suppl  .    2:1-25,    1971. 
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Serum  hepatitis  was  first  observed  in  Swedish 
track-finders  in  1957,  and  the  incidence  had 
climbed  to  216  per  10,000  by  1962.   In  1962 
hygienic  conditions  were  improved  at  track-finding 
competitions  and  the  competitors  were  offered 
protection  against  wounds  and  scratches  which 
frequently  resulted.   During  the  ensuing  year, 
only  6  cases  were  reported  in  this  population. 
However,  relaxation  of  some  of  the  hygienic  mea- 
sures in  196't  was  followed  by  a  rise  in  the 
incidence  and  this  again  promptly  decreased  with 
reinsti tut  ion  of  the  sanitary  measures.   This 
disease  had  an  insidious  onset  after  an  incubation 
period  of  90-150  days.   A  large  number  had 
Australia  antigen  in  their  serum,  but  this  could 
not  be  found  in  sera  taken  more  than  54  days 
after  onset  of  illness.   It  is  concluded  that 
the  serum  hepatitis  is  spread  by  inoculation  of 
contaminated  blood  into  the  scratches  and  wounds 
sustained  by  the  competitors  during  the  contests. 
The  literature  is  also  reviewed  (I30  references). 


7911      ULTRASTRUCTURAL  LOCALISATION  OF  ACID 
AND  ALKALINE  PHOSPHATASE  ACTIVITY  IN 
NORMAL  HUMAN  LIVER  AND  IN  THE  COURSE  OF  ACUTE 
HEPATITIS.   (E.)   Pisi,  E.  (U.  Bologna  Inst.  Gen. 
Clin.  Med.,  Italy),  G.  Cavalli  and  F.  B.  Bianchi. 
Aata  Hepatosplenol.    (Stuttg.)    18(5)  :3'48-354,  1971. 

Acid  and  alkaline  phosphatase  activity  were 
localized  in  the  livers  of  normal  subjects  and 
patients  with  benign  icteric  hepatitis,  using 
histochemical  techniques  and  electron  microscopy. 
In  the  normal  liver  the  alkaline  phosphatase  was 
localized  in  the  plasma  membranes  of  the  hepato- 
cytes,  the  localization  being  clearly  evident  in 
about  801  of  the  cases  in  the  bile  capillaries, 
and  irregular  in  the  sinusoidal  area.   In  acute 
hepatitis,  alkaline  phosphatase  was  found  in  the 
morphologically  intact  capillaries,  while  in  the 
dilated  ones  with  irregular  or  absent  microvilli 
or  with  cytoplasmic  "blebs"  it  was  almost  totally 
absent.   The  other  portions  of  the  plasma  membranes 
of  the  liver  and  Kupffer  cells  exhibited  normal 
behavior  with  the  exception  of  the  lateral  surface 
of  the  cells  where  the  enzyme  reaction  was  almost 
always  absent.   Acid  phosphatase  activity  was 
localized  in  the  lysosomes  and  occasionally  in 
the  cysternae  of  the  Golgi  zone  both  in  normal 
liver  and  in  the  course  of  acute  hepatitis.  The 
tagged  lysosomes  which  were  normally  grouped  in 
the  peribiliary  region,  were  dispersed  throughout 
the  cell  and  at  times  were  close  to  the  limiting 
membrane  in  the  sinusoidal  area  in  acute  hepatitis. 
Thus,  there  seems  to  be  a  disturbance  in  the 
dynamics  of  bile  excretion  in  the  early  stages 
of  acute  hepatitis. 


7912      AUSTRALIAN  ANTIGEN  IN  SERA  AND  LIVER 

CELLS  OF  CHINESE  PATIENTS  WITH  ANICTERIC 
HEPATITIS.   (E.)   Fresh,  J.  W.  (US  Naval  Med. 
Res.  Unit  2,  Taipei,  Taiwan).  Trap.    Geoqr.    Med. 
23(3):286-288,  1971. 


Liver  biopsies  were  performed  on  21  Chinese  Navy 
personnel  with  clinical  laboratory  evidence  of 
anicteric  viral  hepatitis  and  on  10  controls 
with  no  evidence  of  liver  disease.   Using  direct 
immunofluorescence  with  purified  ant  I -Austral ia 
antigen  prepared  in  rabbits,  13  of  the  21  liver 
biopsies  from  the  patients  had  nuclear  granules 
which  exhibited  fluorescence;  none  of  the  control 
livers  showed  fluorescence.   The  agar-gel  precipitin 
test  was  positive  in  7  of  those  with  anicteric 
hepatitis.   The  complement-fixation  test  for 
Australia  antigen  was  positive  in  all  13  of  those 
with  positive  liver  fluorescence.   None  of  the 
controls  had  Australia  antigen  in  their  serum. 


7913      LYMPHOCYTE  TRANSFORMATION  AND  HEPATITIS. 

I.   IMPAIRMENT  OF  THYMIDINE  INCORPORATION 
AND  DNA  POLYMERASE  ACTIVITY.   (E.)   Agarwal  , 
S.  S.  (Inst.  Cancer  Res.,  Philadelphia,  Pa.), 
B.  S.  Blumberg,  B.  J.  S.  Gerstley,  W.  T.  London, 
I.  Mlllman,  A.  I.  Sutnick  and  L.  A.  Loeb.  Proa. 
Soo.    Exp.   Biol.   Med.    1 37  C*) :  1 '498-1 502 ,  1971. 

In  9  patients  with  viral  hepatitis,  DNA  polymerase 
activity  in  phytohemaggl ut I nin-st imul ated  lympho- 
cytes was  reduced.   Values  for  thymidine  incorpora- 
tion were  similarly  lower  in  stimulated  lympho- 
cytes from  all  but  1  of  these  patients.   There 
was  no  relationship  between  the  extent  of  stimula- 
tion with  phytohemagglut inin  and  the  duration  of 
symptoms  or  the  severity  of  the  disease.   Impaired 
responsiveness  was  transient  and  occurred  only 
during  the  acute  phase  of  hepatitis.   It  Is 
likely  that  the  lymphocytes  from  patients  with 
viral  hepatitis  may  be  hyporespons i ve  not  only 
to  phytohemagglut Inin,  but  also  to  other  antigenic 
stimuli.   Additional  studies  are  required  to 
determine  if  the  lymphocyte  stimulation  test 
could  be  of  value  in  evaluating  the  course  of 
hepat i  t  Is. 


791 A      LYMPHOCYTE  TRANSFORMATION  AND  HEPATITIS, 
II.   LACK  OF  DIRECT  IN  VITRO  INHIBITION 
BY  PURIFIED  AUSTRALIA  ANTIGEN.   (IT)   Millman,  I. 
(Inst.  Cancer  Res.,  Philadelphia,  Pa.),  S.  S. 
Agarwal,  S.  J.  Bugbee,  B.  S.  Blumberg  and  L.  A. 
Loeb.  Froo.    Soo.    Exp.    Biol.   Med.    1 38 (l ): 1 98-203 , 
1971. 

The  effect  of  Australia  antigen  [Au(l)],  plasma, 
frozen  and  thawed  lymphocytes  from  5  patients 
with  viral  hepatitis  on  the  phytohemaggl ut Inin 
(PHA)-stimulated  lymphocytes  Isolated  from  normal 
patients  was  tested.   In  'i  of  5  trials  plasma 
from  patients  with  hepatitis  had  no  significant 
effect  on  the  PHA  stimulation  of  normal  lympho- 
cyte DNA  polymerase  activity  or  ^H-thymidine 
incorporation.   No  statistically  significant 
effect  of  frozen-thawed  lymphocytes  from  patients 
with  hepatitis  was  observed  on  the  responsiveness 
of  normal  lymphocytes  to  PHA.   Purified  Au(l) 
also  had  no  significant  effect  on  the  PHA  respon- 
siveness of  lymphocytes  from  normal  individuals. 
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Fractions  containing  purified  Au(l)  from  both 
cesium  chloride  and  sucrose  density  gradients 
were  also  tested,  and  showed  no  significant 
depression  of  the  PHA  responsiveness  of  the  ■ 
lymphocytes  from  normal  subjects.   Plasma,  lympho- 
cytes and  purified  Au(l)  do  not  affect  the  induc- 
tion of  DMA  polymerase  activity  and  the  ability 
of  cells  to  incorporate  thymidine  into  DNA  during 
lymphocyte  transformation. 


7915      HEPATITIS-ASSOCIATED  ANTIGEN  (HAA)  IN 

ACUTE  VIRAL  HEPATITIS.   SEROLOGICAL  AND 
CLINICAL  STUDIES.   (E.)   Iwarson,  S.  (U.  Gothenburg 
Inst  Med.  Microbiol.,  Sweden)  and  S.  Hermodsson. 
Socmd.   J.    Infect.   Dis.    3(2):93-101,  1971. 

The  gel  diffusion  technique  was  used  to  assay  for 
hepatitis-associated  antigen  in  a  prospective 
study  involving  291  patients  with  acute  viral 
hepatitis  (including  99  i.v.  amphetamine  abusers). 
This  antigen  was  found  in  55%   of  hepatitis  patients 
but  in  none  of  68  control  patients  with  other- 
acute  liver  diseases.  This  incidence  of  antigen- 
positive  sera  ranged  from  75-8l^o  in  patients  with 
parenteral  exposure  and  thus  were  presumed  cases 
of  serum  hepatitis  (31  hospital  personnel;  99 
amphetamine  abusers,  12  post-transfusion  cases, 
and  i^O  with  professional  injections).  The  incidence 
varied  from  0-29^  in  those  with  presumed  cases 
of  infectious  hepatitis  ('t2  cases  without  known 
exposure,  28  hepatitis  contact  cases,  31  visitors 
to  endemic  areas  and  8  victims  of  a  common-source 
outbreak).   Sera  tended  to  become  antigen-negative 
within  a  few  weeks  of  the  onset  of  jaundice.   In 
those  with  positive  sera,  there  were  higher 
levels  and  longer  persistence  of  total  serum  bili- 
rubin and  hepatic  transaminases,  while  the  thymol 
turbidity  values  and  prothrombin  time  were  de- 
creased . 


7916      INCIDENCE  AND  MEANING  OF  PERSISTENCE  OF 

AUSTRALIA  ANTIGEN  IN  PATIENTS  WITH 
ACUTE  VIRAL  HEPATITIS:   DEVELOPMENT  OF  CHRONIC 
HEPATITIS.   (E.)   Nielsen,  J.  0.  (Bl egdam  Hosp. , 
Copenhagen),  0.  Dietrichson,  P.  Filing  and  P. 
Christoffersen.  N.    Engl.    J.    Med.    285 (21 ) : 1 1 57-1 1 60 , 
1971. 

The  incidence  of  the  persistence  of  Australia 
antigen  (AuSH)  for  more  than  13  weeks  in  253 
patients  with  acute  viral  hepatitis,  and  the 
relevance  of  this  state  to  the  cause  of  the 
disease  was  investigated.   AuSH  was  demonstrated 
in  sera  from  112  of  the  253  patients  (hk%)  , 
occurring  transitorily  (1-13  weeks)  in  the  sera 
of  88  of  the  112  patients.   In  11  patients  {k.34) 
AuSH  was  demonstrable  after  13  weeks,  and  in  all 
of  these  patients  clinical  and  biochemical  signs 
of  chronic  liver  cell  damage  (indicative  of  chronic 
hepatitis)  developed.   Chronic  aggressive  hepatitis 
developed  in  8  patients  and  chronic  persistent 
hepatitis  in  2,  all  10  of  which  were  confirmed 
by  repeated  liver  biopsies.   The  equal  distribution 
of  patients  with  drug  addiction  among  the  patients 


with  AuSH  indicates  that  drug  addiction  has  no 
major  role  in  the  progression  from  acute  to 
chronic  hepatitis.   Thus,  chronic  hepatitis  is 
likely  to  develop  in  the  k-5%   of  the  patients  with 
acute  viral  hepatitis  who  show  a  persistence  of 
Australia  antigen  for  several  months. 


7917 


HEPATITIS  ASSOCIATED  ANTIGEN  IN  ACUTE 
VIRAL  HEPATITIS  IN  GREECE.   (E.) 

Papaevangelou,  G.  J.  (U .  Athens  Dept.  Hyg. 

Epidemiol.),  T.  Kourea  and  S.  Tsoukas.  Pathol. 

Microbiol.    (Basel)   37(5) :36l-367,  1971. 

Hepatitis-associated  antigen  (HAA)  was  detected 
in  9*4  (3'«.8%)  of  270  cases  of  acute  viral 
hepatitis  in  Greece.   The  incidence  of  HAA  was 
higher  ('43.9^)  in  sera  collected  within  10  days 
after  the  onset  of  jaundice,  and  was  lower  K^^.^%) 
later  in  the  course  of  the  disease.   There  were 
no  significant  differences  with  respect  to  age  or 
sex.   No  relation  was  found  between  either 
severity  of  the  disease  or  SGPT  activity  and  the 
proportion  of  HAA  cases.   Antibody  to  the  antigen^ 
was  not  detected  in  any  of  the  infectious  hepatitis 
or  serum  hepatitis  cases.   The  HAA  was  detected 
in  almost  equal  proportions  in  both  of  the  above 
types  of  hepatitis.   Also,  they  did  not  differ 
in  their  mean  geometrical  titer  of  HAA  or  in  the 
trend  of  decline  of  their  incidence  in  the  later 
stages  of  the  disease.   Because  of  the  difficulty 
in  differentiating  serum  hepatitis  from  infectious 
hepatitis  on  clinical  grounds,  it  seems  in- 
appropriate to  insist  on  that  distinction  of 
viral  hepatitis.   Instead,  the  disease  may  be 
divided  into  2  forms,  caused  by  the  HAA  positive 
or  negative,  immunologically  distinct,  types  of 
vi  rus. 
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HEPATITIS  WITH  AUSTRALIA  ANTIGEN  AFTER 
TATTOOING.   (E.)   Sterner,  G.  (Danderyd 

Hosp.,  Sweden),  B.-O.  Agell,  P.  Gerz^n  and  R. 

Berg.  Saand.    J.    Infect.    Dis.    3(2) : 109-1 12 ,  1971. 

Five  previously  healthy  Swedish  naval  recruits 
were  admitted  {k   with  jaundice,  1  with  anicteric 
hepatitis)  9-11  weeks  after  all  were  tattooed  _ 
with  the  same  needle.   Bilirubin  was  elevated  in 
it,  thymol  in  2,  alkaline  phosphatase  in  h,    serum 
transaminases  in  ^t.  Australia  antigen  was 
demonstrated  in  the  serum  of  1  patient,  and  re- 
mained positive  at  weeks  h-1   of  hospitalization, 
returning  to  negative  within  1  yr.   Serum  trans- 
aminase levels  remained  elevated  \h   months  after 
admission.  Anti-Australia  antigen  antibodies^    ^ 
could  not  be  demonstrated  in  any  of  the  5  patients 
sera. 


70,9      SH  (AUSTRALIA)  ANTIGEN  IN  EARLY  LIFE. 

(E  )   Turner,  G.  C  (Reg.  Public  Health 
Lab.,  Liverpool,  England),  A.  M-  F'^'d  R.  M. 
Lasheen,  R.  M.  T6dd,  G.  B  f.  Whi  e  and  A  A 
Porter.  Arch.    Dis.    Child.    i»6  (2l*9)  :6l6-622 ,  1971. 
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A  female  child  was  born  after  35  weeks  gestation 
when  its  mother's  serum  was  strongly  positive  for 
SH  (Australia)  antigen.   At  birth,  however, 
antigen  was  not  detectable  in  the  infant's  blood, 
nor  in  the  cord  blood.   Tests  for  antigen  in  the 
child's  serum  were  negative  during  the  first  32 
days  after  birth,  but  at  59  days  they  were 
strongly  positive;  21  days  later  a  high  alanine 
transferase  level  was  also  noted  concomitant  with 
a  sharp  increase  in  immunoglobulin  M.   The  child 
remained  clinically  well,  with  no  jaundice  or 
other  signs  of  hepatic  damage,  despite  a  persistent 
elevated  alanine  transferase  level  and  positive 
tests  for  antigen  which  remained  throughout  the 
first  2  yr  of  life.   Strongly  positive  serological 
tests  in  the  child  correlated  with  electron 
microscopic  findings  that  antigen  particles  were 
in  the  free  state;  no  aggregates  were  seen  in  the 
early  sera.   At  kS   weeks  some  weakening  of  the 
positive  serological  reaction  was  detected  and 
was  associated  with  the  appearance  of  antigen 
aggregates  (antigen-antibody  complexes).   Female 
infants  carrying  virus  as  a  result  of  infection 
at  birth  may  later  transmit  it  to  their  own 
offspring.   Such  a  sequence  of  events  would  repre- 
sent the  vertical  transmission  of  hepatitis 
virus  postulated  to  explain  the  carriage  of  the 
agent  by  donors  lacking  either  a  history  of  the 
disease  or  of  blood  transfusion. 


7920      POSSIBLE  AIRBORNE  SPREAD  OF  SERUM- 
HEPATITIS  VIRUS  WITHIN  A  HAEMOD I ALYS I S 
UNIT.   (E.)   Almeida,  J.  D.  (Hammersmith  Hosp. , 
London),  A.  E.  Kulatilake,  D.  H.  Mackay,  R. 
Shackman,  G.  D.  Chisholm,  A.  B.  MacGregor, 
E.  P.  N.  O'Donoghue  and  A.  P.  Waterson.  Lancet 
2(7729)  :8i(9-850,  1971. 

Six  persons  (five  patients,  one  staff  member), 
present  in  a  hemodialysis  unit  when  some  blood 
was  spilled  from  a  patient  with  serum  positive 
for  Australia  antigen,  were  also  found  to  have 
serum  positive  for  this  antigen  in  a  period  of 
from  lO-l^t  weeks  after  the  incident.   In  light 
of  a  number  of  ant i -contaminat ion  precautions  in 
force  prior  to  and  at  the  time  of  this  incident, 
it  is  concluded  that  this  outbreak  was  caused  by 
the  airborne  distribution  of  infected  blood. 


7921      SIX-YEAR  SURVEY  OF  STAFF  AND  PATIENT 
HEPATITIS  IN  A  RENAL  TRANSPLANTATION 
UNIT.   (E.)   Collste,  L.  G.  (Serafimer  Hosp., 
Stockholm),  R.  Blomstrand  and  G.  Magnusson. 
Soand.    J.    Infect.    Dis.    3(2) :  1 1 3-1 19,  1971. 

During  the  57-month  period  from  January  1966  to 
Dctober  1970,  35  staff  personnel  of  Serafimer 
Hospital  developed  serum  hepatitis,  representing 
lU  of  the  total  number  of  exposed  staff  members, 
rhe  greatest  number  of  occurrences  were  among 
Tiembers  of  the  surgical  wards,  postoperative 
departments,  and  clinical  chemistry  and  trans- 
plantation laboratories.   There  were  3  outbreaks: 
January  to  June  1966,  with  5  staff  cases;  January 


1967  to  February  I968  with  21  staff  cases  and  2 
relatives;  July  I968  to  March  1970  with  9  staff 
cases.   The  spread  of  Infection  was  reduced  by 
preventative  measures  such  as  disinfection, 
disposable  gloves,  changes  in  laboratory  routines 
and  by  a  temporary  moratorium  on  hemodialysis  and 
renal  transplantation.   Prophylactic  administration 
of  gamma  globulin  to  exposed  personnel  was  useless. 


7922      ULTRASTRUCTURAL  STUDIES  OF  BILE  DUCTULES 

IN  THE  COURSE  OF  ACUTE  HEPATITIS.   (E.) 
Cavalli,  G.  (U.  Bologna  Inst.  Gen.  Clin.  Med., 
Italy),  F.  B.  Bianchi,  G.  Bacci  and  A.  M.  Casali. 
Acta  Eepatosplenol.    (Stuttg.)    18 (5) :355-363 
1971. 

The  ul trastructural  aspects  of  lobular  bile 
ductules  were  studied  in  liver  biopsies  taken 
from  20  patients  with  acute  viral  hepatitis.   In 
all  cases  the  interlobular  bile  ducts  were  in- 
volved from  the  first  days  of  jaundice.   Biliary 
epithelial  cells  showed  edema  of  the  apical  por- 
tion (blebs)  and  focal  cytoplasmic  "clarification" 
accompanied  by  infiltration  of  the  ductular 
epithelium  by  neutrophils  and  lymphocytes.   The 
involved  ductules  were  always  found  in  portal 
spaces  where  lymphocytes,  neutrophils,  plasma 
cells  and  histiocytes  were  evident.   The  observed 
ul trastructural  changes  were  present  in  all  cases 
with  varying  degrees  of  intensity  and  frequency; 
thus,  no  correlation  between  the  intensity  and 
frequency  of  the  ductular  alterations  and  the 
clinical  picture  of  hepatitis  was  observed. 
Second  biopsies  performed  in  5  patients  revealed 
that  ductular  changes  persisted  (although  less 
marked)  even  after  hepatocyte  lesions  were  no 
longer  evident. 


7923      MECHANISM  OF  THE  PROTECTIVE  ACTION  OF 
GAMMAGLOBULIN  IN  INFECTIOUS  HEPATITIS. 
(Rus.)   Sokhin,  A.  A.  and  V.  N.  Svechkin.  Zh. 
Mikrobiol.    Epidemiol.    Immunohiol .    ^jS  (8)  :63-69, 
1971. 


7924      AUSTRALIA  ANTIGEN:   LARGE  SCALE  PURIFI- 
CATION FROM  HUMAN  SERUM  AND  BIOCHEMICAL 
STUDIES  OF  ITS  PROTEINS.   (E.)   Gerin,  J.  L. 
(Rockvllle  Lab.  Molec.  Anat.  Prog.,  Md . ) ,  P.  V. 
Holland  and  R.  H.  Purcell.  J.    Virol.    7(5): 
569-576,  1971. 


7925  RAPID  SCREENING  FOR  AUSTRALIA  ANTIGEN 
USING  COUNTERCURRENT  ELECTROPHORESIS. 

(E.)   Schaeffer,  J.  L.  (U.  Alabama  Dept.  Clin. 
Pathol.,  Birmingham)  and  D.  M.  Taft.  Am.    J. 
Med.    Teahnol.    37 (8) : 325-328,  I971. 

7926  SIGNIFICANCE  OF  AUSTRALIA  ANTIGEN  IN 
PATIENTS  AFTER  KIDNEY  TRANSPLANTATION. 

(E.)  Muller,  R.  (Med.  Sch.,  Hanover,  Germany), 
K.  Wonlgeit  and  J.  Bahlmann.  Klin.  Wochensahr. 
'♦9(13):  768-769,  1971. 
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7927 


AUSTRALIA  ANTIGEN  IN  URINE.   (E.) 
Apostolov,  K.  (Wellcome  Res.  Lab., 

Beckenham,  England),  D.  J.  Bauer  and  J.  W.  T. 

Selway.  Lmaet   1  (7712) :  127'»-1275,  1971. 


7937      PHYSICAL  PROPERTIES  OF  AUSTRALIA  SH 

ANTIGEN.   (Ger.)   Schober,  A.  (U. 
Gottingen  Hygiene  Inst.,  Germany),  U.  Kaboth 
and  R.  Thomssen.  Arah.    Gesmte   Virusforsah. 
33(3-'*):36A-37't,  1971. 


7928      ENHANCED  DETECTION  OF  AUSTRALIA  ANTIGEN 

IN  SERUM  HEPATITIS  PATIENTS  BY  DIS- 
CONTINUOUS COUNTER  IMMUNOELECTROPHORESIS.   (E.) 
Wall  is,  C.  (Baylor  Coll.  Med.,  Houston,  Tex.)  and 
J.  L.  Melnick.  Appl.    Miarobiol.    21  (5) :867-869, 
1971. 


7938      EPIDEMIOLOGICAL  STUDY  OF  ANICTERIC 

VIRUS  HEPATITIS  IN  A  CLOSED  COMMUNITY 
OF  ^95  REFUGEES,   (it.)  Piccinino,  F.  (U.  Naples 
Infect.  Dis.  Clin.,  Italy),  E.  Filosa,  E.  Izzo 
and  G.  Pane.  Minerva  Med.    62(37) : 1896-1903, 
1971. 


7929      DETECTION  OF  Au  SH  ANTIGEN  IN  HOSPITAL 
PATIENTS  WITH  VIRAL  HEPATITIS.   (Tur.) 
Caglar,  K.  (U.  Ankara  Sch.  Med.,  Turkey). 
Mikrobiyol.   Butt.    5(2) :  132-1 '♦I ,  1971. 


7930 


CHANGES  INDUCED  BY  HEPATITIS  SERUM  IN 
CULTURED  LIVER  CELLS.   (E.)   Brighton, 

W.  D.  (Natl.  Inst.  Med.  Res.,  London),  P.  E. 

Taylor  and  A.  J.  Zuckerman.  Nature    [New  Biol.] 

(Lond.)   232 (28): 57-58.  1971. 


7931      FREQUENCY  OF  ANTIBODY  TO  HEPATITIS 

ASSOCIATED  ANTIGEN  AS  MEASURED  BY  A 
NEW  RADIOIMMUNOASSAY  TECHNIQUE.   (E.)   Lander, 
J.  J.  (Natl.  Inst.  Allergy  Infect.  Dis.,  Bethesda, 
Md.),  H.  J.  Alter  and  R.  H.  Purcell.  J.    Immunol. 
106(5):1166-1171,  1971. 


7939      ISOLATION  OF  A  HIGHLY  PATHOGENIC  VIRUS 

FROM  GEESE  WITH  HEPATITIS.   (E.) 
Schettler,  C.  H.  (Ludwig  Maximilians  U.  Inst. 
Dis.  Domest.  Wild  Birds,  Munich,  Germany). 
Avian  Dis.    15 (2) :323-325,  1971. 

79l»0      STATISTICAL  AND  EPIDEMIOLOGICAL  FINDINGS 

IN  273  CASES  OF  VIRUS  HEPATITIS.   (it.) 
Niutta,  R.  (S.  Carlo  Hosp.,  Potenza,  Italy),  M. 
Paterno,  A.  Urciuoli  and  G.  Elifani.  Minerva 
Med.   62(13)  :592-599.  1971. 


79'*  1 


STUDIES  ON  ADRENAL  FUNCTION  IN  VIRAL 
HEPATITIS.   (Bui.)   Radev ,  M.,  M. 

Petrova  and  V.  Varbanov.  Suvr.   Med.    22(2):21-25, 

1971. 


7932      VIRUS  HEPATITIS  AND  AUSTRALIA  ANTIGEN 

(Au  HAA).   PLASMA  ENZYME  FEATURES  IN 
CHILDHOOD.   (It.)  De  Pascale,  A.  (Camposampiero 
Gen.  Prov.  Hosp.,  Padua,  Italy)  and  U.  Lippi. 
Acta  Faediatr.    Lat.    24(0:16-28,  1971. 


79i(2      SERUM  ANTIGENS  IN  THE  DEVELOPMENT  OF 
AUSTRALIA  ANTIGEN-POSITIVE  HEPATITIS. 
(Ger.)  Muller,  R.  (Med.  Sch.,  Hanover,  Germany), 
H  W.  Kreth  and  H.  Deicher.  Dtsah.   Med. 
Woohensahr.    96(31) : 1268-1 271 .  1971. 


7933      CRITERIA  FOR  OUTPATIENT  CARE  OF  FORMAL 

VIRAL  HEPATITIS  PATIENTS  AND  THE  DUTIES 
OF  THE  DISTRICT  DOCTOR  IN  FOLLOWING  UP  THESE 
PATIENTS.   (Rum.)   Lazar,  A.  (Marghita  Territorial 
Hosp.,  Bihor,  Rumania),  E.  Pop  and  V.  Barbu. 
Viata  Med.    l8(l 1 ) :521-523,  1971. 


79l»3      FOLLOW  UP  STUDY  Of  RECIPIENTS  OF  BLOOD 

FROM  DONORS  WITH  HEPATITIS  ASSOCIATED 
ANTIGEN  (HAA)  AND  ANTIBODY.   (Nor.)   Heisto,  H. 
(Ulleval  Hosp.,  Oslo,  Norway),  A.  C.  Julsrud, 
J.  C.  Ulstrup  and  M.  K.  Fagerhol .  Tidsskr.    Nor. 
Laegeforen.O^  (21-22) :1530-1531 ,  1971. 


793i(      VALUE  OF  POSITIVE  ENZYME  TESTS  IN  THE 

DIAGNOSIS  OF  INFECTIOUS  HEPATITIS. 
(Pol  )   Mierzwa,  A.  (M.  Domanski  Mil  it.  Hosp., 
Tarnow,  Poland).  Przegl.    Lek.    27  (5) :358-36l ,  1971 


7935 


VIRAL  HEPATITIS  IN  DRUG  ADDICTS.  (E.) 

Sullmanm  S.  F.  (London  Sch.  Hyg.  Trop. 

Med.)  and  A.  J.  Zuckerman.  Postgrad.    Med.  J. 

i»7(5'»9):'»73-'i75,  1971. 

7936      ABNORMAL  HEMOSTASIS  DURING  SEVERE 

VIRUS  HEPATITIS:   A  CLINICAL  AND 
PATHOLOGIC  STUDY.   (Fr.)   Guillin,  M.  C.  (Beaujon 
Hosp.,  Clichy,  France),  D.  Menache  and  J. 

Ann.   Med.   Interne    (Paris) 


Barge 
I22(5):605-612,  1971. 


ic^kk  COMPLEMENT  FIXATION  TEST  IN  THE  STUDY _ 

OF  AUSTRALIA  ANTIGEN.   (E.)  Dardanoni, 
L.  (U.  Palermo  Inst.  Hygiene,  Italy),  L. 
Pagliaro  and  C.  Spano.  Arah.    Gesamte   Vzrusforsch 
3Ml):51-63,  1971. 


79i»5      PREPARATION  AND  STANDARDIZATION  OF  AN 

AUSTRALIA  ANTIGEN  ANTIBODY  OF  EQUINE 
ORIGIN.   (E.)  Cabasso,  V.  J.  (Cutter  Lab., 
Berkeley,  Calif.),  R.  Nieman  and  D.  D.  Schroeder. 
Appl.   Miorohiol.    21  (6) : 1017-1023,  1971. 
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7946      SIX  CASES  OF  SEVERE  HEPATITIS  TREATED 

BY  INTERHUMAN  CROSSED  CIRCULATION. 
(Fr.)   Sicot,  C.  (Beaujon.  Hosp.,  Clichy,  France), 
J.  P.  Frej-avMle  and  J.  Roche.  Ann.   Med.    Interne 
(Paris)    122(3) :38l-387,  1971. 


79A7      PERSISTENCE  OF  'AUSTRALIA  ANTIGENEMIA' 

IN  MENTALLY  RETARDED  CHILDREN  SEVEN 
YEARS  AFTER  VIRUS  HEPATITIS.   (E.)   Hayashi,  H. 
and  G.  A.  Logrippo.  Henry  Ford  Hosp.   Med.    J. 
19(l):27-3'».  1971. 


See  also  numbers:-  7506,  7512 
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7948      PERSISTENCE  OF  AUSTRALIA  (Au-)  ANTIGEN 

AMONG  PATIENTS  IN  A  HOSPITAL  FOR 
MENTALLY  RETARDED  AND  ITS  RELATION  TO  CHRONIC 
LIVER  DISEASE.   (E.)  Nordenfelt,  E.  (U.  Lund 
Dept.  Med.  Microbiol.,  M.  Andr^n-Sandberg,  A. 
Lundquist  and  H.  Henrikson.  Saand.    J.    Infect. 
Dis.    3  (2): 103- 107,  1971. 

Serum  levels  of  Australia  antigen  and  anti- 
Australia  antigen  antibodies  were  measured  in  all 
597  patients  and  all  688  personnel  in  a  hospital 
for  the  mentally  retarded.  Australia  antigen- 
positive  sera  were  found  in  36  of  kkl   male 
patients  (8.1%)  but  in  none  of  the  female  patients 
and  in  none  of  the  personnel.  Antibodies  were 
demonstrated  In  1  female  patient  and  transiently 
in  1  of  the  personnel,  neither  of  whom  had 
clinical  or  laboratory  evidence  of  liver  disease. 
Of  the  36  males,  33  had  positive  sera  for  6 
consecutive  months.  Of  these  5  probably  had 
serum  hepatitis  and  1  probably  had  infectious 
hepatitis.  Liver  biopsies  were  performed  in  5  of 
9  without  clinical  or  laboratory  evidence  of 
liver  disease,  and  in  17  of  Ik   with  biochemical 
signs  of  liver  injury,  revealing  cirrhosis  in  1 
(0;l),  chronic  aggressive  hepatitis  in  5  (0;5), 
chronic  persistent  hepatitis  in  15  ('«;11),  and 
steatosis  In  1  (1;0).   Biopsies  in  12  antigen- 


negative  patients  revealed  no  abnormalities  in  9, 
and  mild  steatosis  in  3- 


79'»9      LIVER  SCANNING  IN  SERIAL  OBSERVATIONS 

OF  PATIENTS  WITH  CHRONIC  LIVER  DISEASE. 
(Ger.)   Nuic,  M.  (Med.  Sch.,  Hanover,  Germany) 
and  P.  Otto.  Dtsah.    Med.    Woahensahr.    96(32): 
1297-1301,  1971. 


7950      ASYMPTOMATIC  CHRONIC  HEPATITIS.   (Sp.) 

Anonymous.  Rev.    Clin.    Esp.    120(6): 
571-572,  1971. 


7951      FUNCTIONAL  CONDITION  OF  THE  COAGULATION 
AND  ANTICOAGULATION  SYSTEM  OF  THE  BLOOD 
IN  CHRONIC  FORM  OF  VIRAL  HEPATITIS.   (Rus.) 
Safonova,  L.  P.  and  R.  G.  Dorofeeva.  Ter.    Arkh. 
A3(5):70-72,  1971. 


7952      OBSERVATIONS  ON  THE  DUBIN-JOHNSON 

SYNDROME.   (E.)   Coppo,  M.  (U.  Modena 
Inst.  Clin.  Med.,  Italy),  M.  T.  Agnolucci  and  E. 
Ventura.  R.    C.    Rom.    Gastroenterol.    3(2):72-79, 
1971. 


See  also  number:   7916 
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7953      PORTAL  HYPERTENSION  IN  PRIMARY  BILIARY 

CIRRHOSIS.   (E.)   Kew,  M.  C.  (Roy.  Free 
Hosp.,  London),  R.  R.  Varma,  H.  A.  Dos  Santos, 
P.  J.  Scheuer  and  S.  Sherlock.  Gut   12(10): 
830-83^^,    1971. 

The  incidence  and  significance  of  portal  hyper- 
tension was  determined  in  109  patients  with  pri- 
mary biliary  cirrhosis.   Esophageal  varices  were 
demonstrated  in  50  patients  {kit),    all  of  whom 
had  an  enlarged  spleen  and  ascites.   None  of  the 
other  patients  had  both  ascites  and  splenomegaly. 
Thirty-two  patients  had  bled  from  esophageal 
varices.   Twenty-seven  of  the  patients  with 
varices  died  an  average  of  76.7  months  from  the 
onset  of  symptoms  of  primary  biliary  cirrhosis 
and  U.g  months  from  the  time  that  varices  were 
found,  half  being  attributable  to  bleeding  from 
varices.   Portacaval  anastomoses  performed  in  11 
patients  improved  the  immediate  prognosis  in 
some  patients  but  otherwise  had  little  influence 
on  the  progression  of  the  disease.   Hyperplastic 
nodules  characteristic  of  cirrhosis  were  signifi- 
cantly more  common  in  the  patients  with  varices 
than  in  the  control  group;  however,  no  other 
histologic  differences  were  seen  between  these 
groups.   The  observed  regenerative  nodules  may  be 
the  cause  of  portal  venous  obstruction. 

795i(      BACTERIOLOGY  OF  THE  SMALL  INTESTINE  IN 
CIRRHOTIC  SUBJECTS  AND  ITS  RELATION  TO 
MALABSORPTION.   (E.)  Pinto  Correia,  J.  (Univ. 
Hosp.,  Santa  Maria,  Lisbon,  Portugal),  M.  Garnel  , 
E.  Monteiro,  E.  Areias,  A.  Torres  Pereira  and 
J.  M.  I.  Campos.  Am.    J.    Gastroenterol.    56(5): 
it28-ii35,  1971. 

The  small  intestine  content  In  36  cirrhotic  patients 
and  its  correlation  to  fat  absorption  was  studied. 
Eighteen  of  36  aspirates  from, small  intestine 
were  sterile  or  had  insignificant  growth.   In 
the  other  18,  there  was  a  large  growth  of  2,  3 
or  k   different  bacteria;  gram-negative  organisms 
were  observed  in  15  patients.   Streptococcus  was 
the  most  frequently  observed,  followed  by  the 
conform  bacilli;  Candida  albicans  was  observed 
in  6  patients.   Definite  steatorrhea  was  observed 
in  2  patients,  1  with  an  increase  in  gram-positive 
organisms  and  the  other  sterile.   Irregular 
elimination  of  fat,  with  high  single  values  was 
observed  in  6  patients:   3  were  sterile  and  only 
1  had 
Four 

excretion  test  were  sterile.   There  was  no 
correlation  between  bacteriological  growth  and 
urinary  indlcan,  which  was  abnormal  in  k   patients. 
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DEVELOPMENT  OF  RENAL  IMPAIRMENT  IN 
LAENNEC'S  CIRRHOSIS.   (E.)   Mullane, 
J.  F.  (Walter  Reed  Army  Inst.  Res.,  Washington, 
D,  C.)  and  M.  L.  Glledman.  Ann.    Surg.    174(6): 
892-901 ,  1971. 


The  clinical  course  of  123  patients  with 
Laennec's  cirrhosis  is  analyzed.  The  first 
group  consisted  of  ^45  patients  with  impaired 
glomerular  filtration  rates.  Twenty-nine 
clinically  were  non-ascitic  and  16  were  ascitic. 
There  were  only  2  instances  of  a  normal  caval 
pressure  In  the  presence  of  decreased  glomerular 
filtration.   Cirrhotic  patients  had  a  similar 
fractional  sodium  and  an  increased  fractional 
potassium  excretion  compared  with  normal  controls 
Death  occurred  in  22  of  the  '»5  patients,  9  of 
which  died  of  hepatorenal  failure.   Eight  died 
of  liver  failure  and  hepatic  coma  with  upper 
gastrointestinal  bleexling.  The  9  patients  who 
died  of  hepatorenal  failure  did  not  have  hypo- 
tension or  ascites.   Similar  renal  abnormalities 
were  found  in  29  of  the  '♦5  patients  who  had  no 
ascites.   Associated  with  the  non-ascitic  patient 
was  a  decreased  ability  to  increase  the  fractionj 
urinary  sodium  excretion  with  the  decrease  in 
glomerular'  filtration  rate.  The  second  group 
consisted  of  78  cirrhotic  patients  who  were 
evaluated  for  the  relationship  of  serum  bilirubii 
to  the  glomerular  filtration  rate.   In  the  presei 
of  ascites,  there  was  no  correlation  of  the 
endogenous  creatinine  clearance  with  the  serum 
bilirubin.   However,  there  was  excellent  correia 
tion  of  the  creatinine  clearance  with  serum 
bilirubin  in  the  59  non-ascitic  patients.   Below 
the  serum  bilirubin  level  of  ^t.O  mg/lOO  ml,  no 
correlation  was  observed  with  creatinine  clearan 
Ascites  and  hyperbilirubinemia  does  not  seem  to 
cause  the  renal  dysfunction  associated  with  this 
form  of  cirrhosis. 


7956      REGIONAL  LUNG  FUNCTION  IN  PATIENTS 

WITH  HEPATIC  CIRRHOSIS.   (E.)   Ruff,  F 
(Necker  Fac.  Dept.  Physiol.,  Paris),  J.  M.  B. 
Hughes,  N.  Stanley,  D.  McCarthy,  R.  Greene,  A. 
Aronoff,  L.  Clayton  and  J.  Mi  1  ic-Emi  1  i ..  J.    CUn 
Invest.    50(ll):2'»03-2itl3,  1971. 

In  10  patients  with  several  types  of  hepatic 
cirrhosis,  it  was  shown  with  ^^^te   that  this 
disease  may  be  accompanied  by  maldistribution  o1 
pulmonary  blood  flow  and,  especially,  of  ventilj 
tion  which  may  cause  marked  impairment  of  gas 
exchange  within  the  lungs.   In  all  10  there  was 
an  increase  above  normal  of  the  closing  volume, 
which  is  the  lung  volume  at  which  the  pulmonary 
bases  begin  to  trap  air  secondary  to  airway 
closure.   In  eight  the  closing  volume  was  great( 
than  the  functional  residual  capacity,  indicatii 
that  during  resting  tidal  volume  breathing  then 
was  airway  closure  and  gas  trapping.   With  de- 
creased ventilation  due  to  airway  closure,  the 
ventilatlon/perfuslon  ratio  was  decreased.   It 
is  suggested  that  this  airway  closure  may  resul 
from  compression  of  minor  airways  by  dilated 
blood  vessels  and/or  interstitial  pulmonary 
edema. 
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7957      THE  ROLE  OF  MAST  CELLS  IN  HUMAN  LIVER 

CIRRHOSIS.  (E.)  Kim,  U.  (Nagoya  U. 
Sch.  Med.,  Japan).  MgoyaJ.  Med.  Sai.  lk{l)  : 
U\-\>^2,    1971. 

At  autopsy,  liver  specimens  were  removed  from  55 
cases  with  cirrhosis  and  5  with  chronic  hepatitis. 
Specimens  from  cirrhotic  livers  were  classified 
(according  to  Kim)  as  postnecrotic  (A  and  B  phase 
of  type  I,  with  7  and  l^t  cases,  respectively) 
post-hepatitic  (A  and  B  phase  of  type  II,  with  8 
and  20  cases,  respectively)  and  nutritional  (type 
111,6  cases).   The  mean  number  of  mast  cells/mm^ 
whole  liver  in  these  5  groups  and  in  the  cases  of 
chronic  hepatitis  were  289,  587,  628,  lJ,h ,    \1k 
and  56,  resp.,  while  the  mean  number  of  mast 
cells/mm^  of  trabeculae  were  587,  1,580,  3110, 
1507,  530  and  7'*7,  resp.   The  mean  liver  weight 
in  these  groups  was  901,  1026,  I383,  1021,  I710 
and  1100  g,  resp.   There  was  a  significant  increase 
in  the  number  of  mast  cells  in  the  type  l-B  and 
type  I l-B  livers  and  this  was  correlated  with  the 
increased  liver  weight  in  these  patients.   There 
was  no  correlation  between  relative  volume  of 
trabeculae  and  the  number  of  mast  cells/mm-^  of 
whole  liver  or  of  trabeculae. 


7958      RATES  OF  ETHANOL  CLEARANCE  AND  ACTIVITIES 

OF  THE  ETHANOL-OXIDIZING  ENZYMES  IN 
CHRONIC  ALCOHOLIC  PATIENTS.   (E.)   Mezey,  E. 
(Baltimore  City  Hosps.,  Md . )  and  F.  Tobon. 
Gastroenterology   61  (5) :707-71 5 ,  I97I. 

Ethanol  was  administered  to  25  chronic  alcoholics 
and  the  rates  of  disappearance  of  ethanol  from 
the  blood  and  the  activities  of  the  ethanol- 
Dxidizing  enzymes  were  determined  during  ingestion 
and  following  withdrawal,  to  assess  whether 
:hanges  in  the  rates  were  accompanied  by  parallel 
changes  in  the  activity  of  the  enzymes.   The  mean 
rate  of  ethanol  disappearance  from  the  serum  of 
these  patients  was  significantly  higher  than  in 
the  controls.   The  mean  activity  of  the  NADPH- 
iependent  ethanol -oxid i zi ng  enzyme  system  was 
slso  increased  in  these  patients;  however,  there 
i/as  no  significant  difference  in  alcohol  dehydro- 
jenase  activity.   No  correlation  was  found  between 
:he  rates  of  ethanol  disappearance  from  the  serum 
ind  the  activities  of  either  the  NADPH-dependent 
ithanol-oxidizing  enzymes  system  or  alcohol 
lehydrogenase.   Follow-up  liver  biopsies  in  12 
jatients  after  varying  intervals  of  withdrawal 
•rom  alcohol  revealed  decreases  in  the  degree  of 
'atty  infiltration  in  all  cases.   The  mean  rate 
if  ethanol  disappearance  from  the  serum  decreased 
;o  normal  as  early  as  7  days  after  withdrawal 
rom  alcohol,  while  the  mean  NADPH-dependent 
ithanol-oxidizing  activity  was  decreased  signifi- 
;antly  only  after  21  days.   Alcohol  dehydrogenase, 
lowever,  increased  significantly  at  7  days,  re- 
urning  to  normal  21  days  after  withdrawal  from 
ilcohol  . 
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AN  ULTRASTRUCTURAL  STUDY  OF  THE  LIVER 
IN  INDIAN  CHILDHOOD  CIRRHOSIS  WITH 
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PARTICULAR  REFERENCE  TO  THE  STRUCTURE  OF  CYTO- 
PLASMIC HYALINE.   (E.)   Roy,  S.  (All-India  Inst. 
Med.  Sci.,  New  Delhi),  V.  Rama  1 ingaswami  and 
N.  C.  Nayak.  Gut   1 2  (9) :693-701 ,  I97I. 

In  8  cases  of  cirrhosis  studied  in  Indian  children, 
there  was  extensive,  severe  cytoplasmic  damage 
in  the  hepatocytes  with  marked  mesenchymal  re- 
action and  creeping  fibrosis  as  well  as  the 
presence  of  irregular  masses,  tangles  and  threads 
of  brightly  eosinophilic  hyaline  material  in  the 
perinuclear  zone.   These  changes  were  verified 
with  the  electron  microscope.   The  electron  dense 
hyaline  showed  no  limiting  membrane  and  seemed 
to  merge  with  the  adjacent  cytoplasm  and  rough 
endoplasmic  reticulum.   The  hyaline  masses  were 
composed  of  fibrillary  material  of  8O-I3O  angstrom 
in  diameter,  mixed  with  fine,  moderately  electron- 
dense  granules.   These  granules  consisted  of 
glycogen-1  ike  particles  of  iiOO-SOO  angstrom  as 
well  as  smaller  ribosomal  particles  of  150 
angstrom.   The  hepatocytes  appeared  pale  with 
large  electron- 1 ucent  areas  in  the  cytoplasm  and 
sparse,  loosely  arranged  cytoplasmic  organelles. 
Some  cells  showed  irregular,  marked  dilatation 
of  the  cisterns  of  rough  endoplasmic  reticulum. 
Mitochondria  in  degenerating  hepatocytes  were 
fuzzy  with  no  clear  membrane  and  crystal  definition, 
and  did  not  appear  to  participate  in  the  formation 
of  hyaline.   In  addition,  many  variable  cytoplasmic 
membrane-bound  dense  bodies  were  found  in  areas 
of  the  cytoplasm  undergoing  degeneration  and  were 
considered  to  be  cytolysomes  resulting  from  focal 
cytoplasmic  degeneration.   Nuclei  of  hepatocytes 
were  paler  and  less  electron-dense  than  normal 
hepatocyte  nuclei  and  hepatocyte  microvilli  at 
the  sinusoidal  border  were  shortened  or  absent 
in  many  cases.   The  hyaline  found  in  these  cases 
appears  identical  to  the  alcoholic  hyaline  of 
Biava  and  Smuckler  and  is  a  product  of,  or  derived 
from,  endoplasmic  reticulum  rather  than  mito- 
chondria . 


7960      THE  CONGENITAL  MEMBRANOUS  OCCLUSION  OF 
THE  INFERIOR  VENA  CAVA.   A  CASE  REPORT 
WITH  HEPATIC  CIRRHOSIS  TREATED  BY  SURGERY.   (Fr.) 
Michaud,  P.  (Card io-Vasc.  Hosp.,  Lyon,  France), 
H.  Termet  and  J.  Chassignol le.  Lyon  Chir.    67(1): 
3-9,  1971. 


7961      CONGESTIVE  HEART  FAILURE  AND  JAUNDICE 

FOLLOWING  REPLACEMENT  OF  CARDIAC  VALVES. 
(E.)  Anonymous.  Am.    J.   Med.    50 (6) : 797-808 , 
1971. 


7962  LIVER  CIRRHOSIS  IN  JAPANESE.   (Jap.) 
Shikata,  T.  (U.  Tokyo  Sch.  Med.). 

Mika   27(3)  :505-506,  1971. 

7963  AUSTRALIA  ANTIGEN  IN  THE  DIAGNOSIS  OF 
THE  ICTERIC  SYNDROME.   (Sp.)   Guardia, 

J.  (Social  Security  Sanitar.,  Barcelona,  Spain), 
J.  M.  Martinez  Vazquez,  R.  Bacardi  and  A.  Ferragut 
Med.    Clin.    (Bara.)   56(A)  :i»8l -486,  1971. 
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796'*      THE  CLINICAL  AND  BIOLOGICAL  SIGNIFICANCE 

OF  GLUCOSE  METABOLISM  IN  ERYTHROCYTES. 
I    THE  ACTIVITY  OF  ENZYMATIC  SYSTEMS  IN  MYOCARDIAL 
INFARCTION  AND  IN  LIVER  CIRRHOSIS.   (E.)   Bechtel , 
P.  (CHU  Dept.  Pharmacol.,  Besancon,  France),  Y. 
Bechtel  and  P.  Magnin.  Fes.    Comrmn.    Chem.    Pathol. 
Pharmacol.    2(3) :  302-31 '♦,  1971. 

7965  UNUSUAL  SPLENOPORTOGRAPHIC  APPEARANCE 

IN  CIRRHOSIS.   (Fr.)   Klepping,  C  (Gen. 
Hosp.,  Dijon,  France),  F.  Martin,  J.  P.  Mabille 
and  J.  Villand.  Presse  Med.    79(16) :718,  1971. 

7966  METABOLIC  AND  FUNCTIONAL  CONSEQUENCES 
OF  PORTACAVAL  ANASTOMOSIS  IN  LIVER 

CIRRHOSIS.   (Fr.)   Leger,  L.  and  J.  P.  Lenriot. 
Presse  Med.    79(16) =699-700,  1971. 


7967 


THE  LIVER  AND  SPLEEN  IN  CIRRHOTIC 
PATIENTS  AFTER  PORTACAVAL  ANASTOMOSIS. 


(Fr.)   Leger,  L.  (Cochin  Hosp., 
G.  Lemalgre  and  J.  P.  Lenriot. 
79(l6):701-706,  1971. 


Paris,  France), 

Presse  Med. 


7968  STUDIES  ON  WATER  AND  ELECTROLYTE 
METABOLISM  IN  CIRRHOSIS  OF  THE  LIVER. 

EFFECTS  OF  TREATMENT  WITH  SPIRONOLACTONE.   (it.) 
D'Angelo,  A.  (U.  Padua  Inst.  Spec.  Med.  Pathol., 
Italy),  G.  Mioni  and  E.  Ossi.  Pvogr.  Med.    (Roma) 
27(1):10-1'»,  1971. 

7969  IMPAIRED  CARBOHYDRATE  UTILIZATION  IN 
HEPATIC  CIRRHOSIS.   (Sl.)   Dzurikova,  V. 

(Res  Lab.  Paarm.  Biochem,  Bratislava),  E. 
Brixova  and  T.  R.  Niederland.  Cas.    Lek.    Cesk. 
110(30):702-707,  1971. 
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ALPHA  1  ANTITRYPSIN  DEFICIENCY.   (E.) 
Sharp,  H.  L.  (U.  Minnesota  Health  Sci 

Ctr.,  Minneapolis).  Hosp.   Praot.   6(5):83-87, 

1971. 


See  also  numbers:  7239,  7706,  7827,  8065 
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7971      RELATIONSHIP  OF  BILE  ACID  POOL  SIZE  TO 
BILIARY  LIPID  EXCRETION  AND  THE  FORMA- 
TION OF  LITHOGENIC  BILE  IN  MAN.   (E.)   Swell,  L. 
(VA  Hosp.,  Richmond,  Va.),  C.  C.  Bel  1 .Jr.  and 
Z.  R.  Vlahcevic.  Gastroenterology  b\  (5)  •■7^b- /li, 

1971. 

The  total  bile  acid  pool  and  biliary  lipid  composi- 
tion was  determined  in  10  patients  with  and  10 
patients  without  gallstones  in  an  attempt  to 
correlate  the  excretion  of  biliary  lipids  with 
gallstone  formation.   Patients  with  gallstones 
had  significantly  smaller  cholic  and  total  bile 
acid  pools  and  a  higher  percentage  of  biliary 
cholesterol  than  patients  without  gallstones. 
Patients  with  gallstones  excreted  much  smaller 
amounts  of  biliary  phosphojipid  (kO%   decrease) 
and  cholesterol  (17%  decrease)  than  patients 
without  gallstones.   Regression  analysis  revealed 
a  high  degree  of  correlation  between  phospholipid 
excretion  and  bile  acid  pool  size,  and  between 
bile  acid  pool  size  and  cholesterol  excretion. 
Bile  acid  pool  size  was  a  more  important  deter- 
minant of  phospholipid  excretion  than  cholesterol 
excretion,  and  cholesterol  excretion  was  more 
independent  of  bile  acid  pool  size  than  phos- 
pholipid excretion.   Patients  with  gallstones 
appear  to  have  a  relative  decrease  in  bile  salts 
and  phospholipid  in  relation  to  cholesterol  and  a 


bile  saturated  with  cholesterol  as  a  result  of 
the  decreased  bile  acid  pool  and  phospholipid 
excretion. 


7972 


PRIMARY  SARCOMA  OF  THE  GALLBLADDER. 

REPORT  OF  THREE  CASES.   (E.)   Yasuma, 
T   (Juntendo  U.  Sch.  Med.,  Tokyo)  and  M.  Yanaka. 
Aata  Pathol.   Jap.    21  (2)  :285-30'»,  1971. 

Three  cases  are  briefly  presented  and  the  litera- 
ture is  reviewed  {^ik   references).  A  rapid  U-3 
weeks)  downhill  course  was  seen  in  the  case  of  a 
74-yr-old  male  with  severe  generalized  jaundice 
who  at  autopsy  was  found  to  have  a  leiomyosarcoma 
of  the  gallbladder  with  continuous  infiltration 
into  the  liver,  protrusion  into  the  common  bile 
duct  through  the  cystic  duct  and  involvement  of 
hepatic  hilar  and  peripancreatic  nodes,  obstructi 
jaundice  with  cholangitic  abscesses  and  acute 
hemorrhagic  gangrenous  duodenitis.   An  even  more 
rapid  downhill  course  was  seen  in  a  bfa-yr-oia 
woman  with  suspected  rhabdomyosarcoma  of  the 
gallbladder.  This  patient  had  continuous  infiltr 
tion  to  the  liver  and  duodenal  wall,  involvement 
of  hepatic  hilar  peripancreatic  and  left  supra- 
clavicular nodes,  jaundice  with  cholangitic 
abscesses,  esophageal  varices,  almost  2  liters  ot 
yellowish  ascites,  bronchopneumonia,  and  chronic 
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thyroiditis.   The  gallbladder  contained  30  small 
cholesterol  stones.   Reticulum  cell  sarcoma  of 
the  gallbladder  was  the  diagnosis  by  surgical 
pathology  at  laparotomy  in  a  29-yr-old  male  who 
also  died  quickly,  but  on  whom  autopsy  was  not 
permitted. 


7973      STUDIES  CONCERNING  THE  PATHOGENESIS 

OF  NEUROGENIC  HYPERCHOLESTEROLEMIA.   I. 
INDEPENDENCE  OF  HYPERCHOLESTEROLEMIA  AND  BILIARY 
EXCRETION.   (E.)   Friedman,  M.  (Mt.  Zion  Hosp., 
San  Francisco,  Calif.)  and  S.  0.  Byers.  Proa. 
Soo.    Exp.    Biol.   Med.    138(1 ) :258-26l ,  1971. 

The  possible  role  of  biliary  obstruction  in  the 
pathogenesis  of  neurogenic  hypercholesterolemia 
was  investigated  in  rats  with  and  without  bilateral 
hypothalamic  lesions.   Both  the  biliary  system 
and  hepatic  parenchymal  cells  of  rats  killed  3 
weeks  after  the  induction  of  bilateral  hypothalamic 
lesions  (mean  plasma  cholesterol  during  the  3 
weeks  was  1I6  mg/100  ml)  appeared  identical  to 
those  in  the  control  rats.   The  average  bile  flow 
in  rats  h   weeks  after  hypothalamic  injury  was 
essentially  the  same  as  that  observed  in  controls; 
however,  the  average  cholesterol  concentration  of 
the  bile  (12.0  mg/100  ml)  of  the  experimental 
group  was  significantly  less  than  that  found  in 
the  bile  of  controls  (16.3  mg/100  ml).   The  in- 
sertion of  polyethylene  tubing  into  the  bile  duct 
did  not  prevent  the  occurrence  of  hypercholestero- 
lemia observed  after  the  induction  of  hypothalamic 
injury.   Hypothalamic  injury  evoked  its  own 
specific  hypercholesterolemic  response  even  in 
rats  subjected  to  total  biliary  obstruction. 
Thus,  hypercholesterolemia  induced  by  bilateral 
hypothalamic  lesions  is  not  mediated  by  an 
abnormality  in  bile  flow. 


797'*      ACALCULOUS  CHOLECYSTITIS  IN  BURNED 

PATIENTS.   (E.)   Munster,  A.  M.  (Brooke 
Army  Med.  Ctr. ,  Fort  Sam  Houston,  Tex.),  M.  N. 
Goodwin  and  B.  A.  Pruitt,  Jr.  Am.    J.    Surq. 
122(5):591-593,  1971. 

Of  2,A56  burned  patients  treated  from  I96I  to 
1970,  10  cases  of  acalculous  cholecystitis  were 
identified  and  reviewed.   All  were  male,  with  a 
mean  age  of  29  yr  and  mean  burn  area  of  56.21  of 
the  total  body  surface,  with  a  33%  third-degree 
component.   Jaundice  occurred  in  6  patients, 
with  serum  bilirubin  concentrations  ranging  from 
2.5-30  mg/100  ml.   In  6  of  the  patients  acalculous 
cholecystitis  was  regarded  as  part  of  generalized 
massive  bacterial  invasion,  with  widespread 
seeding  to  lungs,  liver,  kidneys,  adrenals,  and 
prostate,  and  could  not  be  singled  out  as  being 
of  much  clinical  importance.   However,  k   patients 
showed  localized  acalculous  cholecystitis  with 
other  complications  such  as  superior  mesenteric 
artery  syndrome,  and  Curling's  ulcer.   Nine  of 
10  patients  demonstrated  dehydration,  reflected 
by  serum  osmolality  in  excess  of  305  mi  1 1 iosmoles/ 
liter.   There  was  remarkable  paucity  of  clinical 


signs  associated  with  the  development  of 
cholecystitis.   Prolonged  ileus  without  sepsis, 
obtundation  and  abdominal  burns  all  masked  symptoms 
and  signs.   Morphology  of  the  gallbladder  ranged 
from  frank  destruction  and  acute  inflammation 
with  neutrophil  infiltration  and  many  bacterial 
colonies,  to  predominant  plasma  cell  infiltration 
with  histiocytes,  occasional  eosinophi 1 ia,  and 
blunted  villi.   Once  the  diagnosis  of  acalculous 
cholecystitis  is  made,  laparotomy  and  cholecystec- 
tomy should  be  carried  out  immediately. 


7975      THE  PLASMA  CLOT  EXTRACTION  OF  BILIARY 

DUCT  CALCULI:   A  PRELIMINARY  REPORT. 
(E.)   Lipton,  S.  (Maimonides  Med.  Ctr.,  Brooklyn, 
N.  Y.),  J.  Caralps-Riera  and  J.  Estrin.  Surgery 
70(5):7'»6-750,  1971. 

Plasma  clot  extraction  of  biliary  duct  calculi 
was  performed  in  15  patients  by  making  a  plasma 
clot  cast  of  the  major  biliary  ducts  by  simultaneous 
injection  of  the  patient's  plasma  and  bovine 
thrombin  into  the  common  duct.   The  homogeneous, 
continuous  thrombus  thus  formed  was  allowed  to 
set  for  1-2  min,  after  which  the  common  duct  was 
opened  between  Guy  sutures.   The  clot  was  then 
removed  with  a  Randall  forceps,  and  as  it  emerged, 
the  well -formed  cast  buckled  through  the  incision. 
The  distal  and  proximal  ends  were  drawn  together, 
thus  sweeping  stones  into  the  choledochotomy . 
To  function  optimally,  the  plasma  thrombus  must 
exhibit  adequate  tensile  strength,  elasticity, 
solubility  in  common  duct  bile,  nonadherence  to 
the  biliary  epithelium,  and  transl ucency.   This 
procedure  may  prove  to  have  some  advantages  over 
other  biliary  duct  lithotomy  procedures. 


7976      POSTTRAUMATIC  CHOLECYSTITIS.   (E.) 

Howard,  R.  J.  (u.  Minnesota  Hosps., 
Minneapolis)  and  J.  P.  Delaney.  JAMA  218(7): 
1006-1007,  1971. 

Case  histories  are  briefly  reported  of  6  patients 
who  developed  acute  cholecystitis  while  con- 
valescing with  multiple  injuries  from  episodes 
of  trauma.   None  had  any  previous  symptoms  of 
gallbladder  or  gastrointestinal  disease.   Five 
had  fractures  of  one  or  more  bones,  but  none  had 
any  evidence  of  intra-abdominal  trauma.   Half  of 
the  6  patients  were  males.   All  6  underwent 
cholecystectomy  and  k   of  the  6  gallbladders  had 
stones,  while  all  6  had  areas  of  gangrene.   Four 
of  the  6  patients  had  other  complications  of 
their  trauma  and/or  surgery. 


7977      CHRONIC  CHOLECYSTITIS  AND  CHOLELITHIASIS: 

AN  EXPERIMENTAL  STUDY.   (E.)   Raha, 
P.  K.  (Inst.  Postgrad.  Med.  Educat.  Res.,  Calcutta, 
India),  K.  P.  Sengupta  and  B.  K.  Aikat.  Indian 
J.   Med.   Res.    59(6) :873-879,  1971. 

The  interplay  of  dietary  fat,  serum  lipid  level, 
and  infections  in  the  genesis  of  chronic 
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cholecystitis  and  cholelithiasis  was  studied  in 
rabbits.   In  animals  fed  mustard  oil,  hydrogenated 
vegetable  oil  and  sesame  oil,  and  given  a  single 
i.v.  injection  of  Escherichia  col i ,  there  was  no 
increase  of  serum  lipid  fractions,  no  histological 
change  in  the  gallbladder,  and  no  mi crospherol i ths 
or  gallstones.   In  animals  given  cholesterol  in 
addition  to  these  edible  fats  and  injected  twice 
with  E_.  col  i  ,  only  animals  fed  cholesterol  alone^ 
or  with  hydrogenated  vegetable  oil  showed  signifi- 
cant changes  in  serum  cholesterol.   In  the 
animals  fed  cholesterol  and  hydrogenated  vegetable 
oil,  E.  col i  was  isolated  from  the  bile  in  3  of 
8  animals,  2  of  which  showed  definite  gallstone 
formation.   All  8  animals  showed  mi crospherol i ths 
under  the  polarizing  microscope  and  chronic 
cholecystitis  histologically.   The  components  of 
stones  induced  in  these  experimental  animals  were 
similar  to  those  of  human  gallstones,  being  mixed 
stones  (calcium  carbonate  and  cholesterol, 
vaterite,  or  bilirubinate)  but  appearing  macro- 
scopically  like  pigment  stones. 
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METABOLISM  OF  DEOXYCHOLIC  ACID  IN  BILE 
FISTULA  PATIENTS.   (E.)   Hanson,  R.  F. 

(U.  Minnesota  Med.  Sch.,  Minneapolis)  and  G. 

Williams.  J.   Lipid  Res.    1 2  (6)  :688-691 ,  1971. 

Sodium  deoxycholate-2')-l''C  was  administered  by 
slow  i.v.  injection  to  2  patients  with  complete 
external  bile  fistulas.   Almost  12%   of  thetotal 
reactivity  recovered  in  bile  was  excreted  in  the 
first  2h   hr.  Chromatography  showed  over  3k%   of 
the  radioactivity  eluted  in  a  single  peak  in  the 
kCi%   benzene  fraction  (the  dihydroxy  acid  zone). 
The  remainder  was  distributed  as  very  small  peaks, 
none  of  which  migrated  with  the  mass  of  cholic 
acid.   The  largest  fraction  migrated  with  deoxy- 
cholic  acid.   After  further  chromatography,  3 
developments,  methanol  elution,  and  recrystal 1 iza- 
tion,  the  specific  activity  of  methyl  deoxycholate 
prepared  from  ethyl  acetate  recrystal 1 i zat ion  was 
unchanged  from  the  specific  activity  of  deoxycholic 
acid.   Of  the  recovered  radioactivity  85^  of  the 
deoxycholate  was  excreted  as  glycine  conjugates 
and  13.3^  as  taurine  conjugates.   No  appreciable 
amount  of  sulfated  esters  of  deoxycholate  was 
found.  Therefore,  deoxycholic  acid  metabolism 
in  man  involves  conjugation  with  glycine  and 
taurine,  and  the  human  liver  is  not  able  to 
rehydroxylate  deoxycholate  to  any  great  extent. 

7979      OBSTRUCTIVE  JAUNDICE  CAUSED  BY  HEPATIC 

ARTERY  ANEURYSM.   DEMONSTRATION  BY 
RADIONUCLIDE  IMAGING  TECHNIQUES.   (E.)   Mehnert , 
P  J   (Yeshiva  U.  Albert  Einstein  Coll.  Med., 
New  York,  N.  Y.)  and  L.  M.  Freeman.  J.    Nual.   Med. 
12(ll):76l-762,  1971. 

A  case  is  briefly  presented  of  a  75-yr-old  male 
with  no  relevant  past  history  who  presented  with 
a  2-week  course  of  painless  jaundice,  pruritus, 
anorexia,  acholic  stools  and  dark  urine.  A  liver 
scan  with  ^^mjc-sulfur  colloid  showed  decreased 


uptake  in  the  left  and  medial  right  lobes  con-^ 
sistent  with  a  space-occupying  lesion,  and  serial 
scans  with  131|-Rose  Bengal  suggested  biliary- 
tract  obstruction.   Another  liver  scan  with    I- 
human  serum  albumin  showed  activity  in  the  area 
which  had  previously  showed  a  filling  defect  wit! 
the  ^^"iTc  label.   Exploratory  laparotomy  revealec 
a  large  aneurysm  adherent  to  the  common  duct  in 
the  region  of  the  porta  hepatis. 

7980      PRIBRAM'S  INCISION  FOR  CHOLECYSTECTOMY 

(E.)   Jelly,  0.  (Ancoats  Hosp.,  Man- 
chester, England)  and  A.  Gunn.  Br.    J.    Surg.  , 
58(8):613-616,  1971.                      I 

A  modification  of  the  Pribram  incision  was  used 
on  71  patients  who  underwent  gallstone  operation 
The  skin  incision  was  made  parallel  to  and  2  cm 
above  the  right  costal  margin,  beginning  near  th 
midline  and  running  laterally  for  about  15  cm. 
The  modification  employed,  entailed  leaving  abou 
one-third  of  the  medial  part  of  the  rectus  miscl 
and  sheath  intact.  The  lower  edge  of  the  wound 
was  retracted  downwards,  and  the  transversus 
abdominus  muscle,  the  peritoneum  and  more  latere 
the  internal  oblique  muscle  were  incised  1  cm 
below  the  costal  margin.   Sixteen  patients  (22., 
were  found  to  have  common  bile  duct  stones  and  i 
patients  (2.8^)  had  had  a  previous  cholecystectc 
None  of  the  patients  suffered  a  burst  abdomen  ar 
none  complained  of  a  hernia.  Three  of  the 
patients  {h.2%)    complained  of  scar  irritation, 
usually  from  a  brassiere  or  a  corset  while  one 
developed  an  unnoticed  2  cm  herniation  through 
the  wound.   None  of  the  patients  complained  of 
weakness  of  the  abdominal  wall  and  there  was  no 
evidence  of  this.  This  incision  seems  to  give 
good  biliary  exposure  and  a  more  secure  closure 
than  any  other,  and  the  peritoneal  wound  is  on 
the  periphery  of  its  adhesion-forming  surface. 


7981      THE  DIAGNOSIS  OF  CHOLEDOCHOL ITH I  AS  I S. 
(E.)   Mullen,  J.  L.  (U.  Pennsylvania 
Hosp.,  Philadelphia),  F.  E.  Rosato,  E.  F.  Rosat 
W  T  Miller  and  M.  Sullivan.  Surg.    Gynecol. 
Obstet.    133(5)  :77't-778,  1971. 

The  records  of  h](>   patients  who  underwent  intra 
operative  cholangiography  or  choledochostomy ,  o 
both,  were  reviewed  with  regard  to  the  diagnosi 
and  treatment  of  common  bile  duct  stones.   Cyst 
duct  cholangiography  was  performed  in  316  patie 
and  of  these,  2'4l  were  considered  normal  and  / 
showed  abnormalities  (29  being  definitely  abnor 
and  ^6   possibly  abnormal).   The  common  bile  due 
of  k3   of  these  75  patients  were  explored  and 
stones  were  found  in  18,  whereas  the  other  32 
patients  were  unremarkable  at  the  time  of  the 
follow-up  examination.   Thus,  abnormal  cyst i c 
duct  cholangiograms  predicted  a  significant 
number  of  common  bile  duct  stones.  Thirty-two 
of  121  patients  who  underwent  choledochostomy 
had  an  abnormal  T-tube  cholangiogram  after  sur- 
gery and  10  of  them  were  ultimately  found  to 
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have  common  bile  duct  stones.   The  most  reliable 
indications  of  choledochol i th ias i s  were  dilated 
common  bile  duct,  Jaundice,  elevated  serum  alkaline 
phosphatase  level  and  elevated  serum  bilirubin 
level.   No  common  bile  duct  stones  were  found  in 
any  of  the  108  patients  who  had  no  indications. 
The  incidence  of  common  bile  duct  stones  increased 
with  the  number  of  indicators  present  and  correlated 
most  strongly  with  intraoperative  factors.   The 
combination  of  preoperative  and  intraoperative 
indicators  was  more  effective  than  either  indicator 
separately  in  predi-cting  the  presence  of  common 
bile  duct  stones. 


7982      ABSORPTION  OF  WATER,  UNCONJUGATED 

BILIRUBIN,  AND  SODIUM  GLYCODEOXYCHOLATE 
BY  THE  RABBIT  GALLBLADDER  WITH  Dl ETARY- I NDUCED 
GALLSTONES.   (E.)   Kyd ,  P.  A.  and  I.  A.  D.  Bouchier 
(Roy.  Free  llosp. ,  London).  Gastroenterology 
61  (5):723-733,  1971. 

The  in  vitro  absorption  of  unconjugated  bilirubin, 
sodium  glycodeoxycholate  and  water  by  gallbladders 
of  normal  rabbits  was  compared  with  absorption 
by  gallbladders  of  rabbits  with  d ietary- i nduced 
gallstones  using  an  everted  sac  preparation.   The 
bile  of  rabbits  fed  the  lithogenic  diets  showed 
a  significant  increase  in  cholesterol  content. 
No  difference  was  observed  between  groups  with 
respect  to  the  rate  of  water  absorption,  indicating 
no  impairment  of  ability  of  the  gallbladder  with 
stones  to  concentrate  bile.   Whereas  no  difference 
was  observed  in  the  absorption  of  bilirubin, 
glycodeoxycholate  absorption  was  markedly  de- 
creased in  the  gallbladders  of  animals  with  stones. 
Water  transport  was  inhibited  by  2  ,  A-d i n i t rophenol 
but  this  compound  had  no  effect  on  the  rate  of 
absorption  of  either  bilirubin  or  glycodeoxycholate. 
Thus,  formation  of  gallstones  does  not  seem  to  be 
associated  with  an  increase  in  bile  salt  absorption 
in  this  model . 


7983      A  LONGITUDINAL  CYSTIC  DUPLICATION  OF 

THE  GALLBLADDER.   (E.)   Raeburn,  C. 
(Whipps  Cross  Hosp.,  London).  J.    Pathol.    104(3)- 
216-217,  1971. 

^  "1^^^  '  ^^^^'^   gallbladder  was  found  at  autopsy  in 
a  86-yr-old  male  who  died  of  pyelonephritis. 
The  gallbladder,  of  usual  shape  and  with  a  normal 
cystic  duct,  had  a  tense  elastic  cyst  attached  to 
its  medial  aspect.   The  cystic  artery  divided 
into  equal  branches,  the  lateral  going  to  the 
posterior  wall  of  the  gallbladder  and  the  medial 
to  the  posterolateral  wall  of  the  cyst.   There 
were  shallow  grooves  on  the  outer  wall  indicating 
the  anterior  and  posterior  borders  of  the  common 
longitudinal  wall.   The  wall  of  the  cyst  con- 
sisted of  a  few  collagen  fibers  lined  by 
flattened  cells  with  areas  of  low  columnar 
ciliated  epithelium  and  a  few  small  goblet  cells. 
Where  the  cyst  came  in  contact  with  the  gall- 
bladder there  was  an  incomplete  layer  of  attenuated 
muscle  fibers.   This  anomaly  probably  resulted 
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from  a  persistent  longitudinal  fission  in  the 
wall  of  the  embryonic  bud  from  which  the  gall- 
bladder is  derived. 


798')      JAUNDICE  IN  ACUTE  CHOLECYSTITIS.   (E.) 

Watkin,  D.  F.  L.  (Roy.  Infirm.,  Sheffield, 
England)  and  G.  G.  Thomas.  Br.    J.    Sura.    58(8)- 
570-573,  1971. 

The  relationship  between  jaundice  and  choledo- 
cholithiasis  was  studied  in  a  series  of  1 't'* 
patients  with  acute  cholecystitis.   Jaundice 
was  observed  in  32  of  the  patients  (22. 2^^),  the 
female  to  male  ratio  (2:1)  being  similar  for 
jaundiced  and  non-jaundiced  patients.   Stones 
were  found  in  the  common  bile  duct  in  22  of  30 
patients  with  jaundice  (73%)    in  whom  the  duct 
was  examined  at  operation  (or  at  autopsy  in  1 
case).   Common  bile  duct  stones  were  found  in 
only  5  of  77  non-jaundiced  patients  (6.5%). 
Liver  function  tests  performed  during  the  acute 
episode  in  58  patients  who  subsequently  came  to 
operation  or  autopsy  indicated  that  serum  bilirubin 
levels  were  more  effective  than  serum  alkaline 
phosphatase  levels  in  distinguishing  patients 
with  duct  calculi.   In  patients  with  serum  bili- 
rubin values  above  2  mgl,  14  of  21  had  common 
bile  duct  stones;  in  the  range  of  1  -  1.9  mg% ,    7 
of  14  had  duct  calculi;  and  with  bilirubin 
values  below  1  mgl,  only  2  of  23  had  choledo- 
chol i  thias  i  s  .   Thus,  jaundice  in  acute  cholecystitis 
seems  to  be  a  strong  indication  for  surgical 
exploration  of  the  common  bile  duct. 


7985      CALCULOUS  CHOLECYSTITIS  IN  A  YOUNG  AGE 

GROUP.   (E.)   Delashmutt,  E.  J.  (Valley 
Clin.,  Fort  Madison,  Iowa).  J.    Iowa  Med.    Soo. 
6)(2):97-100,  1971. 


7986      A  CASE  OF  HEPATIC  ADENOMA.   (E.) 

Crispin,  H.  A.  (Gen  Hosp.,  Antwerp, 
Belgium).  Aota  Chir.    Belg.    70 (2) :91 -1 10,  1971, 


7987      PERCUTANEOUS  TRANSHEPATIC  CHOLANGIOGRAPHY. 

(E.)   Venkataraman,  M.  S.  (Govt.  Gen. 
Hosp.,  Madras,  India)  and  M.  G.  Varadarajan. 
Medisoope    l4(l):33-40,  1971. 


7988      RESIDUAL  GALLBLADDER  AND  CYSTIC  DUCT 

STUMP  AS  CAUSES  OF  RECURRENT  POST 
CHOLECYSTECTOMY  COMPLAINTS.   (Ger.)   Fiedler, 
H.  H.  (Evangel.  Hosp.,  Krankenh.,  Unna,  Germany) 
Chirurg  kZ  (6) : 283-285,    I971. 


7989      THE  CHOICE  OF  OPERATIVE  PROCEDURE  IN 

THE  TREATMENT  OF  LITHIASIS  OF  THE 
COMMON  BILE  DUCT.   (Ser.)   Ciric,  S.  'Med.    Preql. 
24(7):303-306,  1971. 
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7990      CHOLELITHIASIS  IN  THE  AGED  SUBJECT. 

(Fr.)   Gascard,  E.  (CHU  Intern.  Med. 
Serv.,  Marseille,  France),  R.  Vignoli  and  P. 
Giordano.  Marseille  Med.    108(7-8) :521 -528.  1971. 


7991 


FRACTIONAL  CHROMATIC  DUODENAL  CATHETER  1 
ZATION  IN  COMBINATION  WITH  CHOLECYSTO- 
GRAPHY  (Rus.)   Golovskoi ,  B.  V .  and  L.  N. 
Khoroshavina.  Klin.    Med.     (Mask.)    it9  (5)  :  109-1 12  , 

1971. 


7992 


RECONSTRUCTION  OF  THE  BILIARY  TRACT 
WITH  ROUX-EN-Y  CHOLEDOCHOJEJUNOSTOMY. 
(Jap.)   Sasamura,  M.  (Natl.  Hosp.,  Hirosaki, 
Japan),  H.  Tsuchida  and  T.  Mikami.  Iryo   25(2): 
91-101',  1971. 

7993      CHOLECYSTOPATHY  IN  PERSONS  WITH  A 

RESECTED  STOMACH.   (Rus.)   Dikhtenko, 
G  I.  Klin.    Khir.    51  (6): 55-60,  1971. 


799'* 


TRANSHEPATIC  DRAINAGE  IN  RECONSTRUCTION 
OPERATIONS  ON  THE  BILE  PASSAGES.   (Sl.) 

(U.  Komenskeho  1st  Surg.  Clin.,  Bratislava, 

Czechoslovakia)  and  F.  Media. 

165-169,  1971. 


'lek.    Obzor   20(3): 
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ABOUT  THE  TREATMENT  OF  CONGENITAL  CYSTIC 
DILATATION  OF  THE  COMMON  BILE  DUCT. 

(Fr.)   Hepp,  J.  and  J.  Mutricy.  Lyon  Chir.    67(3): 

173-175,  1971. 


FINDINGS.   (Ger.)   Lohr,  E.  (Ruhr  U.  Klin., 
Essen,  Germany),  H.  B.  Makoski  and  W.  Hoffmann. 
Med.    Welt   22(20:875-878,  1971. 


8001  PRIMARY  CARCINOMA  OF  THE  GALLBLADDER. 
AN  ACCOUNT  OF  k8   CASES.   (Dan.) 

Brandrup,  F.  0.  (Svendborg  Hosp..  Svendborg, 
Denmark)!  Ugeskr.    Laeger   133(2'.)  :  1 160-1 16^4 ,  1971 

8002  A  CASE  OF  ANGIOMA  AT  THE  AMPULLA  OF 
VATER.   (ARTERiOGRAPHIC  DIAGNOSIS). 

(Fr.)   Hivet,  M.  (St.  Antoine  Hosp..  Paris).  J. 
Poilleux.  J.  C.  Mathey  and  J.  Carol i.  Presse 
Med.    79(3):97-98.  1971. 

8003  EMERGENCY  SURGICAL  TREATMENT  FOR  ACUTE 
CHOLECYSTITIS.   (Pol.)   Pardela.  M. 

(Med.  Acad.  1st  Surg.  Clin..  Zabrze,  Poland)^,  M. 
Glinski,  A.  Pigon  and  I.  Wojakowski. 
Chir.    '43(3):'.83-W,  1971. 


Pol.   Przegl. 


800i(      VALUE  OF  CERTAIN  RADIOLOGIC  METHODS  IN 

DISEASES  OF  THE  GALLBLADDER  (RADIOLOGIC 
AND  CLINICAL  OBSERVATIONS).   (Rum.)   Stanciu,  G. 
(Radiol.  Clin.,  Tirgu  Mures,  Rumania).  Rev. 
Med.    (Tirgu  Mures)    17(0:93-96,  1971. 


8005 


CHOLECYSTOLITHIASIS  IN  A  VWMAN  WITH 
SITUS  VISCERUM  INVERSUS.   (Pol.) 
Kandziora,  J.  (L.  Rydygiera,  Hosp.,  Wroclaw 
Poland),  L.  Oleszkiewicz  and  A.  Putowska.  V^ad. 
Lek.    2i*  (6):  585-586,  1971. 


7996      AN  ANALYSIS  OF  PROGNOSTIC  FACTORS  IN 

ACUTE  RENAL  INSUFFICIENCY  IN  SURGICAL 
DISORDERS  OF  THE  BILIARY  DUCTS.   (50  PERSONAL 
CASES)    (Fr.)   Funck  Brentano,  J.  L.  (Sch.  Med., 
Paris),  J.  Chanard,  D.  Kleinknecht  and  C   Barbanel . 
Ann.    Gastroenterol.    Hepatol.    (Par%s)    7 (2) : 1 b/- 1 / 1 , 
1971. 

7997  TREATMENT  OF  CHRONIC  EXACERBATED 
CHOLECYSTITIS  WITH  THE  TETRACYCLINE 

DERIVATIVE  METACYCLINE.   (Bui.)   Maleev,  A.,  S .  _ 
Petrovski  and  S.  Stoyanov.  Vatr.    Bolesti    (Sofii^a) 
10(0:117-121,  1971. 

7998  ACUTE  ACALCULOUS  CHOLECYSTITIS  WITH 
NORMAL  CHOLECYSTOGRAM.   REPORT  OF  A 

CASE.   (E.)   Johnson,  J.  W.  J.    Ky .    Med.    Assoc. 
69(7):510-511,  1971. 

7999  ACUTE  FORMS  OF  CHOLECYSTITIS.   (Por.) 
Da  Silva,  C.  Med.    Univers.     (Lvsboa) 

li4(2):91-99,  1971. 

ROOD      INFUSION  CHOLECYSTOGRAPHY:   A  STUDY  OF 
THE  ROENTGEN  DIAGNOSTICS  AND  LABORATORY 


8006  CARCINOMA  OF  THE  GALLBLADDER.   ACLINIC 
APPRAISAL  AND  REVIEW  OF  57  CASES.   IE., 

9nlan  M  J  and  B.  T.  Jackson  (St.  Thomas's 
Hosp^'loJ;)!  Br.   J.   Surg.    58  (8)  :593-597 .  1971 

8007  PERSONAL  EXPERIENCE  WITH  RADIOLOGIC 
EXPLORATION  OF  THE  EXTRAHEPATIC  BILE 

DUCTS.   (Sp.)   San  Julian,  M.  (U.  ^^^^rra  Clm. 
Spain),  F.  Conchillo,  H.  Espinosa  and  F.  Tajadur 
Radiologia   (Madv.)    1 3 (2) :  171-178,  1971. 


8008 


MALIGNANT  NEOPLASMS  OF  THE  EXTRAHEPATI 
BILE  DUCTS.   (E.)   Aldrete,  J.  S.  (U- 

Alabama  Sch.  Med.,  Birmingham).  Am.    Surg.    37UC 

613-621  ,  1971. 

8009      EXTRAHEPATIC  CHOLESTASIS.   ANALYSIS  OF 

-jk   CASES.   (Por.)   Vasconcellos,  D. 
(Fed.  U.  Pernambuco  Sch.  Med.,  Recife,  Braz. U , 
J.  Asfora,  J.  Regueira  and  P  de  au  a  opes 
Arq.    Gastroenterol.    (Sao  Paulo)    8(2). 73  80,  ly/i 


8010 


See  a 


ISO  numbers:   7502,  7503,  7522 


CHOLECYSTECTOMY  IN  THE  AGED.   (E.) 
Steiger,  E.  (U.  Pennsylvania  Hosp., 

Philadelphia),  M.  H.  Seltzer  and  F.  E.  Rosato. 

Ann.   Surg.    Mk{\) :\hl-\hh  ,    1971. 
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8011      EFFECT  OF  FLUID  ADMINISTRATION  AND 
OPERATION  ON  THE  MORTALITY  RATE  IN 
BARIUM  PERITONITIS.   (E.)   Nahrwold,  D.  L. 
(Pennsylvania  State  U.  Coll.  Med.,  Hershey), 
J.  H.  Isch,  D.  A.  Benner  and  R.  E.  Miller.  Surqery 
70(5):778-78l,  1971. 

Mongrel  dogs  received  an  i.p.  injection  of  200  ml 
of  a  sterile  solution  of  \5%   barium  sulfate  in 
water  and  were  divided  into  6  groups.   The  mortality 
rates  were:   1001  in  dogs  not  given  i.v.  fluids 
or  subjected  to  laparotomy  (Group  I);  88%  in  dogs 
not  given  i.v.  fluids  but  1 aparotomized  at  3-6 
hr  after  injection  for  the  removal  of  all  i.p. 
fluid  and  barium  (Group  II);  731  In  dogs  not 
laparotomized  but  receiving  500  ml  of  Ringer's 
lactate  solution  i.v.  during  a  30-min  period 
beginning  1  hr  after  injection  of  barium  (Group 
III);  30%  in  dogs  receiving  Ringer's  lactate  as 
above  and  laparotomy  (Group  IV);  201  in  dogs  not 
laparotomized  but  receiving  Ringer's  lactate  as 
above,  and  receiving  an  additional  450  ml  of 
Ringer's  lactate  over  a  60-min  period  beginning  6 
hr  after  barium  injection  (Group  V) ;  91  in  dogs 
subjected  to  laparotomy  and  2  infusions  of  Ringer's 
lactate  (Group  VI).   No  significant  differences 
in  mortality  rates  were  observed  between  groups  I 
and  II,  I  and  III,  III  and  IV  and  V  and  VI. 
There  were  significant  differences  in  mortality 
rates  between  Groups  I  and  V,  II  and  IV,  II  and 
VI  and  III  and  V.   In  dogs  surviving  8  weeks  and 
than  sacrificed,  there  was  no  i.p.  fluid  and  the 
barium  was  encapsulated  in  clumps  scattered 
throughout  the  peritoneal  cavity.   With  regard  to 
severity  of  adhesions,  there  was  no  significant 
difference  in  surviving  dogs  who  had  operative 
removal  of  barium  and  those  who  did  not. 


8012      IMMUNOGLOBULIN  STUDIES  IN  GASTROINTESTINAL 

DYSFUNCTION  WITH  SPECIAL  REFERENCE  TO 
IgA  DEFICIENCY.   (E.)   Bjernulf,  A.  (Univ.  Hosp., 
Uppsala,  Sweden),  S.  G.  0.  Johansson  and  A. 
Parrow.  Acta  Med.    Saand.    190  (t-2) :71 -77,  I971. 

The  levels  of  immunoglobulins  G,  A,  M,  D  and  E 
were  studied  in  25  women  and  9  men  with  symptoms 
of  gastrointestinal  dysfunction,  mainly  diarrhea. 
Compared  with  age-matched  controls,  the  mean 
levels  of  IgG  and  IgA  were  normal,  that  of  IgM 
high,  and  those  of  IgD  and  IgE  low.   Brief  case 
histories  of  k   who  were  found  to  have  no  detectable 
concentration  of  IgA  in  their  serum  are  presented. 
Ml  k   were  women.   Two  of  them  were  uniovular 
twins,  who  also  had  increased  levels  of  IgG  and 
IgM.   The  other  2  were  hypogammaglobul i nemic,  and 
both  revealed  abnormal  histology  on  intestinal 
biopsy.   The  relationship  between  IgA  deficiency 
and  gastrointestinal  dysfunction  is  doubtful. 


W.  M.  Rambo.  Surg.    Gyneaol.    Ohstet.    133(5): 
8't3-845,  1971. 

Peritonitis  was  induced  in  dogs  using  a  sterile 
fecal  suspension  in  combination  with  Escherichia 
con_,  Pseudomonas  aeruginosa,  or  a  mixture  of  E. 
col i ,  klebsiel la/aerobacter,  Enterococcus  specTes 
and  Staphylococcus  aureus,  which  was  introduced 
into  the  peritoneal  cavity  through  a  10-cm.  mid- 
line incision.   Neither  organisms  nor  sterile 
feces  alone  was  able  to  produce  peritonitis. 
Twelve  hr  after  contamination,  the  hematocrit 
value  had  risen  to  an  average  of  65%,  and  leuko- 
penia was  observed.   Eight  of  10  dogs  with  peri- 
tonitis induced  by  E_.  col  i  and  sterile  feces  died 
within  ^tO  hr,  all  11  dogs  treated  with  Pseudomonas 
and  sterile  feces  died  within  45  hr,  and  al 1  4 
dogs  given  the  bacterial  mixture  with  sterile 
feces  died  within  48  hr.   Local  and  systemic 
effects  which  were  observed  included  copious 
peritoneal  exudate  and  contraction  of  the  plasma 
volume.   This  method  allows  the  investigator  to 
induce  a  fatal  bacterial  peritonitis  in  the  dog 
without  the  use  of  hemoglobin,  strangulation 
fluid,  or  whole  blood,  as  well  as  allowing  the 
use  of  standardized  inoculum  based  on  body  weight 
for  which  the  exact  bacterial  composition  is 
known.   Thus,  the  effects  of  infection  by  single 
or  multiple  bacterial  species  as  the  cause  of 
fecal  peritonitis  can  be  studied. 


8014      HYPERNEPHROMA  PRESENTING  AS  AN  ACUTE 

ABDOMEN.   (E.)   Orr,  W.  A.  (U.  Virginia 
Sch.  Med.,  Charlottesville)  and  J.  Y.  Gillenwater. 
Swr^er-y  70 (5): 656-660,  1971. 

Two  cases  are  briefly  reported.   A  38-yr-old 
woman  was  subjected  to  appendectomy  with  removal 
of  a  grossly  normal  appendix  which  showed  histolo- 
gical evidence  of  focal  chronic  periappendicitis. 
Two  months  later  she  developed  chronic  anorexia 
and  weight  loss,  and  5  months  after  appendectomy 
presented  with  a  large  tender  right  lower  quadrant 
mass.   After  renal  arteriography  she  was  subjected 
to  radical  nephrectomy  with  removal  of  a  hyper- 
nephroma.  She  died  of  widespread  metastases  1 
yr  after  appendectomy.   A  72-yr-old  male  presented 
with  abdominal  pain,  urinary  retention  and  in- 
coherence 2  weeks  after  a  single  episode  of  gross 
hematuria,  dysuria  and  urgency.   The  pain  was 
somewhat  relieved  by  catheter  removal  of  2  liters 
of  urine.   Roentgenograph ic  evidence  of  free  air 
under  the  diaphragm  necessitated  laparotomy 
which  revealea  no  abnormalities.   He  was  re- 
admitted 2i  months  later  with  urinary  outlet 
obstruction  and  an  excretory  urogram  and  arterio- 
gram revealed  a  tumor.   At  radical  nephrectomy  a 
large  hypernephroma  was  removed.   He  was  alive 
and  well  after  subsequent  prostatectomy. 
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A  NEW  MODEL  FOR  PRODUCING  EXPERIMENTAL 
FECAL  PERITONITIS.   (E.)   Sharbaugh, 
(Med.  U.  South  Carolina,  Charleston)  and 
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THE  CAUSE  AND  PREVENTION  OF  POSTOPERATIVE 
INTRAPERITONEAL  ADHESIONS.   (E.) 
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Ellis   H.  (Westminster  Hosp.,  London).  Surg. 
Gynecol.    Obstet.    1  33(3)  :'497-51 1  ,  1971. 

A  review  of  the  literature  (l?**  references). 

8016      STUDIES  OF  LYMPH  IN  CERTAIN  DISORDERS 

OF  THE  LIVER,  PANCREAS  AND  SMALL 
INTESTINE.   (E.)   Dumont,  A.  E.  (New  York  U.  Med. 
Ctr   N.  Y.),  C.  L.  Witte  and  M.  H.  Witte.  Am. 
J.    Gastroenterol.    56  (^4) :  3'*6-351 ,  1971. 

The  occurrence  of  alterations  in  flow  and  composi- 
tion of  lymph  in  a  variety  of  hepatic,  pancreatic 
and  small  intestinal  disease  states  is  reviewed. 
In  patients  with  hepatic  cirrhosis,  an  enormous 
excess  of  lymph  is  formed  and  the  efferent  lymphatic 
vessels  become  widely  distended  and  incompetent. 
Since  there  is  little  or  no  oncotic  gradient^ 
between  the  plasma  in  the  sinusoid  and  hepatic 
interstitial  fluid,  slight  increments  in  hepatic 
venous  pressure  or  in  sinusoidal  circulation 
time  cause  tremendous  increases  in  the  production 
of  protein-rich  hepatic  lymph.   In  patients  with 
advanced  disease  and/or  bleeding  esophageal 
varices,  pres i nusoidal  obstruction  of  the  thoracic 
duct  lymph  occurs.   Ascitic  fluid  and  excess 
extrahepatic-splanchnic  lymph  originate  from 
fluids  which  are  low  in  protein,  and  little  BSP 
appears  in  the  thoracic  duct  lymph.  Thoracic 
duct  lymph  from  patients  with  cirrhosis  usually 
appears  hemorrhagic  due  to  an  abnormal  number  of 
intact  RBC.   The  fact  that  distended,  thin-walled 
lymph  channels  collapse,  and  that  patients  with 
cirrhosis  improve  after  venting  the  thoracic  duct, 
indicates  that  impairment  to  flow  of  excess 
lymph  at  the  lymphatic-venous  junction  in  the 
neck  is  an  important  factor  in  the  disease.   In 
patients  with  obstructive  jaundice,  levels  of 
bilirubin  in  thoracic  duct  lymph  approximate 
those  in  blood,  and  blood  as  well  as  lymph  seems 
to  transport  excess  BSP  from  the  obstructed  liver. 
Lymph  flow  from  the  pancreas  was  impeded  by 
fibrosis  and  scarring  of  the  pancreas  and  surround- 
ing tissues.   Fluid  formed  in  the  pancreas  in     H, 
excess  of  the  amount  that  could  be  carried  into 
the  intestine  could  be  drained  by  a  lymphatic 
pathway  which  transports  enzymes  to  the  thoracic_ 
duct.   An  underlying  disturbance  in  lymph  formation 
may  also  be  associated  with  Whipple's  disease. 

8017      IMMUNOGLOBULIN  A  AND  M  LEVELS  IN  PRE- 
MATURE INFANTS  WITH  GASTROENTERITIS. 
(E.)   Panayoutou,  P.  (U.  Athens  1st  Obstet. 
Gynecol.  Clin.),  C.  Papadatos,  G.  Papaevangelou , 
D  Alexiou,  A.  Skardoutsou  and  E.  Kourea.  Aroh. 
Dis.    Child.    '46(2'49):671-675.  1971. 

For  a  period  of  1  month,  11  premature  babies  with 
a  bacteriologically  confirmed  gastroenteritis 
were  followed.   Mean  levels  of  immunoglobulin  A 
in  healthy  premature  infants  at  age  10,  20  and 
30  days  were  4.8,  15.6  and  Ih.U   mg/100  ml,  resp. 
However,  in  the  11  chi Idren  wi th  -gast reenter i ti s 
mean  IgA  levels  at  ages  10,  20  and  30  days  were 


35.8,  6it.6  and  73-8  mg/100  ml,  resp.  Thus  there 
was  a  significant  increase  of  serum  IgA  and  a 
significant  increase  of  IgM  level  in  infected 
babies  as  compared  to  the  healthy  prematures. 
Results  support  the  concept  of  local  antibody^ 
synthesis  and  suggest  that  the  intest i nal  ant i - 
body  system  responds  rapidly  to  local  antibody 
stimulation  resulting  from  the  acquisition  of 
the  intestinal  bacterial  flora.   In  the  course 
of  this  localized  infection,  replication  of 
bacteria  in  the  lymphoid  tissue  of  the  intestinal 
wall  stimulate  immunologically  competent  cells 
in  direct  proximity  to  the  gastrointestinal 
tract,  causing  increased  serum  IgA  levels. 


8018 


RENAL  EXCRETION  OF  WATER  IN  INFANTS 
WITH  ACUTE  GASTROENTERITIS.   (E.) 

Patrick  J.  (St.  Thomas's  Hosp.,  London).  Arch. 

Dis.  Child.   k(>(lh3):(>h\-i>k5,   1971. 

Eight  infants  with  severe  acute  gastroenteritis 
were  given  water  loads  of  20  ml/kg  body  weight 
during  their  recovery.   Plasma  osmolality  was 
initially  high  in  all  the  infants  although  not 
all  were  hypernat remic.   Weight  changes  in  all 
the  infants  followed  a  similar  pattern,  with  an 
initial  rapid  gain  followed  by  a  peak  or  plateau 
before  normal  growth  was  resumed.   When  the  water 
load  was  given  after  the  peak  weight  during 
recovery  there  was  an  appropriate  rise  in  urine 
flow  and  free  water  clearance  with  a  sharp  fall 
in  urinary  osmolality.   However,  when  the  water 
load  was  given  before  the  peak  weight  gain,  the 
renal  response  was  minimal  or  absent.   Sodium 
excretion  rose  and  creatinine  clearance  increased 
in  association  with  water  loading  after  the  peak 
weight  had  been  reached.   The  fluid  losses  in  _ 
gastroenteritis  also  lead  to  a  prolonged  fal   in 
glomerular  filtration  rate.   When  planning  fluid 
replacement  with  hypotonic  fluids,  dangerous 
dilutional  hyponatremia  must  be  considered  as  a 
complication  since  the  normal  water  diuretic 
response  is  inhibited. 

8019      GENTAMICIN  IN  Esch.  col i  GASTROENTERIT 

(E.)   Coetzee,  M.  (Red  Cross  War  Mem. 
Child  Hosp.,  Cape  Town,  South  Africa)  and  P.  M. 
Leary.  Arch.    Vis.    Child.    W  (2^9)  :6/.6-650 ,  1971. 

Ninety  Cape  Town  infants  with  acute  gastroenteri 
and  from  whose  stools  enteropathic  Escherichia 
coli  was  isolated,  were  treated  with  gentamicin. 
Thr"average  age  of  patients  was  U .I   months  and 
(>k%   were  below  the  third  Boston  weight  percentil 
Clinical  response  to  gentamicin  for  5  days  was 
dramatic  with  rapid  decrease  In  the  number  of 
stools.   Within  36  hr  most  infants  were  ableto 
maintain  hydration  without  i.v.  supplementation. 
On  discharge,  stools  were  normal  in  frequency 
and  consistency,  and  the  infants  were  retaining 
milk  feeds  adequate  for  their  weight  and  age. 
On  the  gentamicin  regimen  92^o  of  the  infants 
recovered,  while  one  died.   Although  98/o  of   _ 
Escherichia  coli  are  still  sensitive  to  gentamic 
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the  possibility  of  future  acquired  resistance  by 
transfer  of  R  factors  in  this  pathogenic  organism 
must  be  considered. 


8020      RESTING  AND  PENTAGASTR IN-ST IMULATED 

GASTROESOPHAGEAL  SPHINCTER  PRESSURE  IN 
PATIENTS  WITH  ZOLL INGER-ELL I  SON  SYNDROME.   (E.) 
Isenberg,  J.  (VA  Ctr.,  Los  Angeles,  Calif.),  A. 
Csendes  and  J.  H.  Walsh.  Gastroenterology   61 (5): 
655-658,  1971. 

The  mean  of  each  of  the  5  preinjection  gastro- 
esophageal sphincter  pressures  in  6  patients 
with  Zol 1 inger-El 1 ison  syndrome  to  saline,  penta- 
gastrin  (0.025,  0.1,  O.^t  and  1.6  yg/kg)  ranged 
from  24.5  to  29.7  mm  Hg  as  compared  to  10.9  to 
13.9  mm  Hg  in  control  subjects.   Graded  doses  of 
pentagastrin  produced  graded  increases  in  the 
sphincter  pressures.   In  both  the  control  and  the 
Zol 1 inger-El 1 ison  group,  each  dose  of  pentagastrin 
produced  a  significant  increase  in  the  pressure. 
The  0.4  ug/kg  dose  produced  the  greatest  main 
peak  response  in  both  groups.   Following  the  0.1, 
0.4  and  1.6  ug/kg  doses,  no  difference  between 
the  2  groups  was  found  in  increase  in  gastro- 
esophageal sphincter  pressures  above  preinjection 
pressure.   Mean  sphincter  length  was  about  the 
same  in  the  Zol 1 i nger-El 1 i son  and  control  groups. 
A  high  degree  of  correlation  was  found  when  the 
fasting  plasma  gastrin  was  compared  with  the  mean 
preinjection  gastroesophageal  sphincter  pressures 
for  each  Zol 1 i nger-El 1 i son  subject.   The  only 
untoward  effects  were  seen  after  0.4  and  1.6 
ug/kg  doses  of  pentagastrin  in  8  of  14  subjects 
who  experienced  retrosternal  tightness  for 
approximately  30  sec. 


8021      GASTROINTESTINAL  COMPLICATIONS  OF 

COLLAGEN  VASCULAR  DISEASES.   SURGICAL 
IMPLICATIONS.   (E.)   Hatolo,  N.  M.  (U.  Utah  Coll. 
Med.,  Salt  Lake  City)  and  D.  Albo,  Jr.  Am.    J. 
Surg.    122(5) :678-682,  1971. 

A  retrospective  study  reviewing  the  clinical  case 
records  of  122  patients  with  the  diagnosis  of 
collagen  vascular  disease  revealed  major  intra- 
abdominal complications  in  26  patients.   Gastro- 
intestinal ulceration  with  hemorrhage  was  the  most 
common  complication  accounting  for  36.4,  28.2  and 
30%  of  the  complications  seen  in  systemic  lupus 
erythematosis,  periarteritis  nodosa  and  sclero- 
derma, resp.   Other  complications  included 
hemorrhage  without  ulceration,  ulceration  with- 
out hemorrhage,  and  small  intestinal  perforation, 
obstruction  or  infarction.   The  majority  of 
patients  in  whom  intra-abdominal  complications 
developed  were  on  steroid  therapy,  which  itself 
may  predispose  to  or  induce  gastrointestinal 
complications.   Ten  of  the  14  patients  with  lupus 
were  treated  medically  with  steroids,  antibiotics, 
ulcer  regimen  and  transfusion;  6  of  these  died. 
The  4  remaining  patients  treated  surgically 
(abscess  drainage,  small  intestine  or  gastric 
resection)  survived.   Seven  of  9  patients  with 


periarteritis  nodosa  were  treated  nonoperat i vely 
and  4  died.   Two  patients  were  operated  upon  and 
survived.   One  had  a  superior  mesenteric  artery 
thrombectomy  and  the  other,  vagotomy  and  antrectomy. 
Three  patients  with  scleroderma  were  treated 
medically  and  2  died  of  gastrointestinal  hemorrhage, 
the  other  of  peritonitis.   All  but  3  of  the 
patients  who  died  following  medical  management 
had  potentially  surgically  correctable  lesions. 


8022      THE  DISTRIBUTION  OF  AMYLOID  SUBSTANCE. 

A  STUDY  WITH  THE  LIGHT  MICROSCOPE  OF 
GENERALIZED  CASES  AT  AUTOPSY.   (Por.)   Gomes 
D'Oliveira,  J.  J.  (Civil  Hosp.,  Lisbon,  Portugal) 
J.    Soo.    Ciena.    Med.    Lisboa   1 35 (4) : 289-349 ,  1971. 


8023      OPERATIVE  MANAGEMENT  OF  PANCREATIC  AND 

DUODENAL  INJURIES.   (E.)   Smith,  A.  D.  , 
Jr.  (Tulane  U.  Sch.  Med.,  New  Orleans,  La.), 
W.  C.  Woolverton,  R.  F.  Weichert  and  T.  Drapanas. 
J.    Trauma   1 1  (7) :570-576  6  582-585,  1971. 


8024      HIATUS  HERNIA  WITH  PROLAPSE  OF  THE 

WHOLE  STOMACH  AND  THE  COLON  INTO  THE 
RIGHT  THORAX.   (Jap.)   Miyamura,  T.,  J.  Tominaga 
and  T.  Imai.  Kanazawa  Irigaku  Sosho    (J.    Radiol. 
Phys.    Ther.    Univ.    Kanazawa)    87(0:109-115,  1971. 


8025      INITIAL  MENTAL  DISORDERS  IN  CARCINOMA 

OF  PANCREAS  AND  STOMACH.   (E.) 
Jacobsson,  L.  (U.  Umea  Dept.  Psychiatr.,  Sweden) 
and  J.  0.  Ottosson.  Acta  Psychiatr.    Soand. 
Suppl .  221 :120-127,  1971. 


8026      ACUTE  SURGICAL  DISEASES  OF  ABDOMINAL 

ORGANS  AS  COMPLICATIONS  OF  HORMONAL 
THERAPY.   (Rus.)   Gluzman,  A.  M.,  Z.  K.  Duplik 
and  L.  D.  Kostinov.  Klin.    Med.    (Mosk.)    49(6): 
148-152,  1971. 


8027      PREVALENCE  OF  PATHOGENIC  ENTERIC 

BACTERIA  IN  CHILDREN  OF  31  PANAMANIAN 
COMMUNITIES.   (E.)   Kourany,  M.  (Gorgas  Mem. 
Lab.,  Panama,  Panama),  M.  A.  Vasquez  and  L.  J, 
Mata.  Am.    J.    Trap.    Med.    Hyg.    20(4,  Pt.  1): 
608-615,  1971. 


8028      SCLEROSIS  OF  ARTERIES  OF  THE  ABDOMINAL 

VISCERA.   PATHOMORPHOLOGIC  DATA. 
LOCALIZATION  AND  INCIDENCE.   (Ger.)   Zahn, 
D.  G.  H.  (Univ.  Pathol.  Inst.,  Heidelberg, 
Germany)  and  K.  Goerttler.  Arch.    Kreislaufforsah. 
64(3-4) :235-272,  1971. 


8029      FREE  PERFORATION  OF  A  GASTROCOLIC 

FISTULA.   (E.)   Ger,  R.  (Albert  Einstein 
Coll.  Med.,  Bronx,  N.  Y.),  H.  Adler  and  R.  G. 
Bernstein.  Am.    J.    Surg.    1 22  (1 ) : 1 1 5-1 1 6  ,  1971. 
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8030      THE  IMPORTANCE  OF  DISORDERS  OF  GASTRO- 

DUODENAL  MOTILITY  IN  CHILD  PATHOLOGY. 
(Fr.)   Careddu,  P.  (U.  Milan,  Italy).  Med.    Hyg. 
(Geneve)    29  O'^S) :  198-199,  1971. 


SCtO      PERITONEAL  FLUID  CYTOLOGY  IN  IRRADIATION 

INDUCED  OVARIAN  TUMORS  OF  MICE.   (E.) 
McGowan,  L.  (George  Washington  U.  Med.  Ctr., 
Washington,  D.  C.)  and  R.  H.  Davis.  Obstet. 
Gynecol.    38(1 ): 125-1 35,  1971. 


8031      TREATMENT  OF  CHOLERA 

PRESENT  STATUS.   (Fr.] 
Trap.    31(0:93-106,  1971. 


ENDEMIC  AREAS. 
Thomas ,  J .  Med. 


8O32      ROENTGEN  AND  PATHOLOGICAL  CHANGES  IN 
THE  GASTROINTESTINAL  TRACT  IN  HERPES 
ZOSTER  GENERALIZATA:   A  UNIQUE  CASE  AND  BRIEF 
REVIEW.   (E.)   Khilnani,  M.  T.  (Mt.  Sinai  Sch. 
Med.,  New  York,  N.  Y.)  and  R.  J.  Keller.  Mt. 
Sinai  J.   Med.    38(3) : 303-310,  1971. 


804l      GAS  GANGRENE  OF  INTERNAL  ORGANS.   (Ger.; 

Giersberg,  0.  (Univ.  Surg.  Clin., 
Cologne,  Germany)  and  F.  J.  Stacker.  Chirurg 
it2(7):308-312,  1971. 


80142      GRO\frH  HORMONE  IN  INFANT  MALNUTRITION: 

THE  ARGININE  TEST  IN  MARASMUS  AND 
KWASHIORKOR.   (E.)   Beas,  F.  (U.  Chile  Dept . 
Pediatr.,  Santiago),  I.  Contreras,  A.  Maccioni 
and  S.  Arenas.  Br.    J.    Nutr.    26 (2) : I69-I 75 ,  1971. 


8033      SOME  ASPECTS  OF  THE  ZOLLINGER  ELLISON 
SYNDROME  FROM  THE  SURGEON'S  VIEWPOINT. 
(Ger.)   Enderlin,  F.  (Univ.  Surg.  Clin.,  Basel, 
Switzerland).  Chirurg  k2  {3)  :\0(>-^\^^  ,    1971. 


803't      CYSTS  OF  ABDOMINAL  ORGANS.   (Pol.) 
Koszarski ,  J.  (Med.  Acad  3rd  Surg. 
Clin.,  Stettin,  Poland).  Pol.    Przegl.    Chir. 
't3(5):729-735,  1971. 


8035      EXPERIMENTAL  STUDIES  ON  GRANULOMATOUS 

PROCESSES  IN  THE  DIGESTIVE  TRACT.   III. 
TISSUE  EOSINOPHILIA  IN  PRODUCTIVE  REACTIONS  OF 
THE  ALIMENTARY  TRACT  TO  FOREIGN  BODIES.   (Pol.) 
Wilkoszewski ,  R.  (Med.  Acad.  Inst.  Pathol.  Anat., 
Cracow,  Poland).  Patol.    Pol.    22 (2) : 369-375 ,  1971 


8036      MASKED  ACUTE  ABDOMEN  AFTER  BLUNT 

ABDOMINAL  TRAUMA.   (Ger.)   Engel ,  \L 
(Univ.  Surg.  Clin.,  Wurzburg,  Germany)  and  C. 
Vorster.  Med.    Klin.    66 ( 1  5)  : 5'48-553 ,  1971. 


8037      CHOLERIFORM  DIARRHEA  AFTER  TRUNCAL 

VAGOTOMY.   (It.)   Prelog,  M.  (U.  Trieste 
Dept.  Surg.  Anat.,  Italy)  qnd  G.  Alagni.  Minerva 
Med.    62(16)  :76'*-765,  1971. 


8038      BRIEF  RECORD  I NCS.   INTESTINAL  INFARCTION 

SECONDARY  TO  REOPERITONEAL  FIBROSIS. 
(E.)   Crummy,  A.  B.  (U.  Wisconsin  Med.  Sch., 
Madison),  U.  B.  Whittaker,  J.  F.  Morrissey  and 
F.  P.  Cossman.  N.    Engl.    J.    Med.      285(0:28-29, 
1971. 


80'43      NEUROFIBROMATOSIS  OF  THE  MESENTERY  IN 

CHILDREN.   REPORT  OF  A  CASE  AND  GENERAL 
REVIEW.   (Fr.)   Pous,  J.  G.  (CHU  Orthop.  Surg. 
Serv.,  Montpellier,  France)  and  C.  Goalard. 
Ann.    Chir.    Infant.    12  (2) :91 -100,  1971. 

80kk  RESULTS  OF  TREATMENT  OF  BLUNT  COMBINED 

INJURIES  OF  THORAX  AND  ABDOMEN.   (Ger.) 
Galle,  P.  (Univ.  2nd  Surg.  Clin.,  Vienna),  W. 
Lorbek  and  M.  Staudacher.  Acta  Chir.    Austria 
3(3):102-105,  1971. 


8045      ETIOLOGIC  STUDY  OF  DIARRHEAL  DISEASE 

IN  VIETNAM.   (E.)   Forman,  D.  W,  (Naval 
Support  Activ.  Hosp.  ,  DaNang,  Vietnam),  M.  J. 
Tong,  K.  D.  Murrell  and  J.  H.  Cross.  Am.    J. 
Trap.    Med.    Hyg.    20 Ct,  Pt .  1):598-601,  1971. 


80'46      FELINE  LIPIDOSIS.   LIGHT  AND  ELECTRON 

MICROSCOPIC  STUDIES.   (E.)   Percy, 
D.  H.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.)  and 
B.  S.  Jortner.  Arah.    Pathol.    92(2)  :  136-1 '♦'*, 
1971. 
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METHODS  OF  DECOMPRESSION  IN  ABDOMINAL 
SURGERY.   (Sp.)   Lopez  Fando  De  Castro, 
Aotualid.   Med.    47  (557) : 383-^*08,  1971. 
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INTERNAL  FISTULAE  PRODUCING  A  'DOUBLE 
STOMACH'  AFTER  MAJOR  GASTROINTESTINAL 

SURGERY.   REPORT  OF  A  CASE.   (E.)   Kl uge ,  T.  H. 

(Natl.  Hosp.,  Oslo,  Norway).  Aata  Chir.    Saand. 

137(4) :395-398,  1971. 


8039      IMMUNOGLOBULIN  DEFICIENCY  ASSOCIATED 
WITH  GASTROINTESTINAL  DISEASE.   (E.) 
Trudeau,  W.  L.  (U.  Florida  Coll.  Med.,  Gainesville) 
and  J.  E.  McGuigan.  Clin.    Bioahem.    4(0:2-8, 
1971. 


8049      ABDOMINAL  CONTUSIONS.   REPORT  OF  30 

CASES  (1966-70).   (Sp.)   Martinez  Perez 
E.  (Sch.  Med.,  Granada,  Spain),  C.  Hernandez  Meye 
and  J.  M.  Llorente  Gutierrez.  Aotualid.    Med. 
47(557) :367-38l,  1971. 
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8050      SURGICAL  TREATMENT  OF  FOREIGN  BODIES 

IN  THE  DIGESTIVE  TRACT.   (Pol.) 
Podwinski,  A.  (Med.  Acad.  3rd  Surg.  Clin., 
Poland),  A.  Swietochowski  and  W.  Switalski.  Pol. 
Przegl.    Chir.    klil) -.kky-hhS ,    1971. 


8051      A  PSYCHOANALYTICAL  AND  NEUROVEGETATIVE 

INVESTIGATION  OF  GASTROCOL IT  I S  PATIENTS, 
(E.)   Loptagel  ,  G.  (U.  Istanbul  Capa  Psychiatr. 
Clin.,  Turkey).  Psyahother.    Psyohosom.    19(3): 
175-191,  1971. 


8052      AUTORADIOGRAPHIC  DEGREES  OF  CELL  PROLIF- 
ERATION AT  VARIOUS  LEVELS  OF  NORMAL  AND 
DISEASED  DIGESTIVE  TRACT.   USE  OF  IN  VITRO 
INCUBATED  BIOPSIES.   (Fr.)   BleibeTi",  H.  (St. 
Pierre  U.  Hosp. ,  Brussels).  P.  Mainquet,  J. 
Vandenhende  and  P.  Gal  and.  Rev.    Eur.    Etud.    Clin. 
Biol.    l6(3):233-239,  1971. 


Caracas,  Venezuela).  ;?,  C.    Rom.    Gastroenterol. 
3(2):91-92,  1971. 


8057      WOUND  DEHISCENCE  AFTER  LAPAROTOMY. 

(Ger.)   Amann,  E.  (Wi 1 helmi ne  Hosp., 
Vienna),  G.  Salem  and  W.  Lorbek.  Chirurg   't2(3) 

ns-i'io,  1971. 


8058      ACUTE  ENTERITIS  AND  SEPTICEMIA  WITH 
Vibrio  fetus.   REPORT  ON  TWO  CASES. 
(E.)   Sternon,  J.  (St.  Pierre  Hosp.,  Brussels), 
J.  P.  Butzler,  M.  Detrai n-Gossui n  and  P.  De  Keyser. 
Aota  Gastroenterol.    Belg.    3't  (7)  :550-56l  ,  1971. 


8059      SEVERE  POSTOPERATIVE  GASTROINTESTINAL 

HEMORRHAGE.   (Bui.)   Rumenov,  I. 
Khirurgiia    (Sofiia)    24(2) : 187-190,  1971. 


8053      GASTROENTEROLOGY  IN  JAPAN.   (E.)   Kondo, 

T.  (Tokyo  Women's  Med.  Coll.).  R.    C. 
Rom.    Gastroenterol.    3(2):88-90,  1971. 


8060      ENDOMETRIOMA  OF  THE  ABDOMINAL  WALL. 

(Fr.)  Couto,  D.,  Jr.  (Geral  Polyclin. 
Rio  de  Janeiro,  Brazil)  and  J.  Aldrovando.  Rev. 
Franc.    Gynecol.    Obstet.    66  (5)  :3'»9-351  ,  1971. 


805')      INDICATIONS  FOR  I LEOCOLORECTOPLASTY. 

(Rus.)   Velichenko,  V.  M.  Zdravookhr. 
Beloruss.    1 7(3)  :it4-'46,  1971. 


8061      TREATMENT  OF  CONSTIPATION.   (Fr.) 

Alary,  M.  R.  J.    Med.    Lyon   52(1211) 
1007-1016,  1971. 


8055      THE  NOBLE  OPERATION  IN  ACUTE  ABDOMEN. 

(Ger.)  Kouba,  R.  (OUNZ  Dept.  Surg., 
Opava,  Czechoslovakia).  Chirurg  k2{'i) -.Mk-MO 
1971. 


8056      GASTROENTEROLOGY  IN  VENEZUELA.   (E. 
Valencia-Parparcgn,  J.  (Med.  Ctr., 


8062      CONCEALED  VOMITING  SYNDROME.   (Fin.) 

Runeberg,  L.  (Helsinki,  Finland). 
Duodecim  ?>l{3):lh-\-7U5,    1971. 


8063      LATE  COMPLICATIONS  OF  ABDOMINAL  TRAUMAS. 
(Fr.)   Guille,  H.  (Laennec  Hosp.,  Paris) 
Gaz.   Med.   Fr.    78(2'i)  :3935-39'4A,  1971. 


See  also  numbers:   7502,  7503,  7522,  78II 
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8064      MALABSORPTION  IN  ANKYLOSTOMIASIS.   (E.) 

Nath,  K.  (GSVM  Med.  Coll.,  Kanpur, 
India),  B.  K.  Sur,  K.  C.  Samuel,  B.  K.  Gupta, 
H.  S.  Mital,  0.  N.  Seth  and  S.  Saxena.  Indian  J. 
Med.    Res.    59 (7) : 1090-1099,  1971. 

The  frequency  and  degree  of  malabsorption  of 
nutrients  and  its  relation  to  h i stopathologi cal 
changes  in  the  small  intestine  was  studied  in  60 
patjents  with  ankylostomiasis.   Seventeen  patients 
(38I)  had  abnormal  (more  than  6  g/day)  fecal  fat 
content,  while  \h    [li>%)    showed  abnormally  low 
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(less  than  1  g/5g/5  hr)  xylose  excretion.   Nine- 
teen of  hi   patients  on  whom  jejunal  biopsy  was 
performed  showed  normal  mucosa,  while  10  {2h%) 
had  blunting  and  shortening  of  villi  with  early 
fusion  at  the  base,  as  well  as  an  irregular 
overlying  epithelium  with  inflammatory  cell  in- 
filtration.  Eleven  patients  (26^)  showed  marked 
stunting  of  villi  and  basal  fusion,  short 
epithelial  cells  with  irregularly  placed  nuclei 
and  infiltration  of  monocytes  and  plasma  cells. 
Two  cases  (5^)  showed  complete  loss  of  villi  and 
marked  irregularity  of  the  surface  epithelium. 


PARASITOLOGY 


A  significant  relationship  between  intestinal 
mucosal  changes  and  severity  of  infestation  as 
well  as  the  fecal  fat  and  urinary  xylose  excretion 
was  observed. 


8065      PATHOLOGY  OF  LIVER  CIRRHOSIS  IN  EXPERI- 
MENTAL SCHISTOSOMIASIS  JAPONICA.   (E.) 
Tsutsumi,  H.  (Kurume  U.  Sch.  Med.,  Japan).  Aata 
Pathol.   Jap.    21  (2): 243-255,  1971. 

Young  male  rabbits  received  a  single  s.c.  inocula- 
tion of  about  300  cercariae  of  Schistosoma 
japonicum  obtained  from  Oncomelania  nosophora, 
which  had  been  infected  naturally.   By  the  end 
of  the  third  weel<.  there  were  immature  schistosomes 
in  the  branches  of  intrahepatic  veins.   No 
remarkable  changes  in  hepatic  tissues  were  seen 
before  the  deposition  of  ova  occurred  at  the 
fourth  or  fifth  week.   By  week  30  the  histological 
picture  was  that  of  liver  cirrhosis  of  type  A. 
In  most  animals  localized  portal  phlebitis  or 
periphlebitis  due  to  ova  emboli  was  seen  to  be 
undergoing  repair  by  week  18.   In  full-blown 
cirrhosis,  there  was  simultaneous  development  and 
spread  of  fibrosis  and  repair  by  proliferation  of 
hepatocytes.   After  the  thirtieth  week,  repair 
tended  to  predominate.   By  the  fortieth  week, 
organization  and  recanal izat ion  were  noted  in 
ova  emboli  of  larger  portal  branches,  with  a 
hemangioma- like  appearance  similar  to  the  pipe- 
stem  fibrosis  seen  with  human  cirrhosis  secondary 
to  Schistosoma  japonicum.   Budding  of  hepatocytes 
was  noted  within  this  fibrosis.   By  60  weeks, 
cicatricial  depressions  remained  only  in  a  small 
part  of  the  liver  surface  which  now  looked  almost 
normal,  as  did  the  course  of  most  of  the  blood 
vessel s . 


of  infection  intensity.   Cytoplasmic  fibrils 
(10-90  millimicrons  thick)  were  often  observed 
near  the  canalicular  or  sinusoidal  poles  of  the 
cell  lying  parallel  or  oblique  to  the  cell  mem- 
brane.  The  cell  membrane  between  adjacent 
parenchymal  cells  showed  no  alteration;  only 
adjacent  to  the  inflammatory  granulomas  did  the 
surfaces  of  the  parenchymal  cells  possess  a  few 
short  microvilli.   The  above  conditions  represent 
the  toxic  effects  caused  by  the  parasite,  and 
the  local  edema  set  up  around  the  inflammatory 
granulomas  enclosing  the  embolized  eggs  of  the 
paras  i  te. 

8067  CLINICAL  SIGNIFICANCE  OF  STRONGYLO IDES 
IN  AFRICAN  CHILDREN.   (E.)   Bwibo, 

N.  0.  (Makerere  Med.  Sch.,  Kampala,  Uganda).  J. 
Trap.    Med.    Hyg.    y'tC*)  =79-81  ,  1971. 

8068  CYTOLOGICAL  AND  H I STOCHEM I CAL  STUDY  OF 
HUMAN  JEJUNAL  MUCOSA  IN  NORMAL  INDIVIDUA 

AND  IN  BILHARZIAL  (SCHISTOSOMAL)  HEPATIC  FIBROSIS 
PATIENTS.   (E.)   Dorry,  K.  L.  (Alexandria  U. 
Med.  Sch.,  Egypt.),  M.  E.  Fikry,  H.  A.  Malaty  and 
A.  El  Guindi.  Alexandria  Med.    J,    1  7  (1 )  •.3't-'*7  , 
1371. 

8069  A  STUDY  OF  HEPATIC  AMOEBIASIS  WITH 
SPECIAL  REFERENCE  TO  RADIOLOGICAL  AND 

LABORATORY  DIAGNOSIS.   (E.)   Chari,  M.  V.,  B.  N. 
Gadiyar,  T.  Bharathan  and  H.  Mohan  Kamath. 
Antiseptio   68  (i() :  2^*7-256  ,  1971. 

8070  CHAGAS'  DISEASE  AND  GASTRIC  ULCER. 
(Por.)   Ceneviva,  R.  (U .  Sao  Paulo  Sch. 

Med.,  Brazil),  J.  L.  P.  Mddena  and  P.  L. 
Castelfranchi .  Arq.    Gastroenterol.    (Sao  Paulo) 
8(2):85-88,  1971. 


8066      ULTRASTRUCTURE  OF  HEPATIC  PARENCHYMA 
IN  MURINE  HEPATOSPLENIC  B I LHAKZ I  AS  I S. 
(E.)   Ramadan,  M.  A.  (Med.  Res.  .Inst.   Alexandria 
UAR) .  Virahows  Aroh.    [Zellpathol.]    9(l):i-15, 
1971. 

Ultrastructural  changes  in  the  rough-surfaced 
endoplasmic  reticulum  of  liver  cells  in  mice 
infected  with  Schistosoma  mansoni  were  studied. 
Consistent  dilatation  in  the  cisternae  with 
flattening  in  their  midportions  and  dispersed 
collections  of  round  to  oval  vesicles  pinched  off 
from  the  elongated  cisternae,  were  observed  as 
early  as  2  weeks  after  infection  with  100  or  200 
cercariae.   Vesicles  of  the  smooth-surfaced 
endoplasmic  reticulum  showed  slight  distention 
and  propagation  irrespective  of  the  infection 
duration  and  intensity,  more  conspicuous  in  the 
periportal  area.   A  hypertrophied  Golgi  complex 
manifested  by  variably  dilated  saccules  and 
vacuoles  was  seen.   Saccules  and  attached  vacuoles 
were  filled  with  an  amorphous  substance  of 
moderate  electron  density.   Mi crobod ies , _un- 
affected  at  2  weeks,  showed  an  increase  m  number 
in  all  hepatic  regions  (periportal,  midzonal  or 
centrilobular)  at  8  weeks  of  infection,  regardless. 

See  also  numbe 


8071  MYENTERIC  PLEXUS  LESIONS  IN  THE 
ESOPHAGUS,  JEJUNUM,  AND  COLON  OF,  CHRONIC 

CHAGAS  DISEASE.   ELECTRON  MICROSCOPY  STUDY. 
(Por.)   Tafuri,  W.  L.  (UFMG  Sch.  Med.,  Triangulo 
Mineiro,  Brazil),  T.  A.  Maria  and  E.  R.  Lopes. 
Rev.    Inst.   Med.    Trap.    Sao  Paulo    13(2):76-91,  1971. 

8072  BALANTIDIASIS  WITH  PROFUSE  INTESTINAL 
HEMORRHAGE.   (Rus.)   lampolskaia,  S.  A. 

Arkh.   Patol.   33(7):76-78,  1971. 

8073  A  PERORAL  BIOPSY  STUDY  OF  THE  JEJUNUM 
IN  HUMAN  SCHISTOSOMIASIS  MANSONI.   (E.) 

Castro,  L.  P.  (UFMG  Sch.  Med.,  Minais  Gerais, 
Brazil),  R.  Dani  and  R.  J.  Alvarenga.  Rev. 
Inst.    Med.    Trap.    Sao  Paulo    1 3 (2) : 103-109,  1971. 

8074  EXPERIENCE  WITH  LAPAROSCOPIC  DIAGNOSIS 
OF  HEPATIC  HYDATID  DISEASE.   (Sp.) 

Sol  is  Herruzo,  J.  A.  (Cent.  U.  Sch.  Med.,  Madrid) 
J.  A.  Sanchez  Ramos,  E.  Grino  Prieto  and  J. 
Pardo  Rueda.  Rev.    Clin.    Esp.    1 20 (5)  :'t31 -436 ,  197 
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BURKITT,  DP 

0778U 
BURLAKOVA,  EB 

07380 
BUBRILL,  P 

07256 
BORRINOTON.  JD 

07895* 
BUTTERHORTH.  PHW 

07397 
BUTZLER,  JP 

08058 
BWIBO,  NO 

08067 
6YERS,  SO 

07973* 

CABASSO,  VJ 

0791i5 
CADALBERT,    M 

07529 
CAGLAR.  K 

07929 
CALNE,  RY 

07838* 
CALVO,  M 

07866 
CAMPANA,  AO 

07720 
CAHPEANUS,  S 

07855 
CAMPOS.  JMI 

079511* 
CANTELMO,  F 

073U7* 
CANTOR.  CR 

07U33 
CARALPS-RIERA,  J 

07975* 
CARAYON,  P 

07760 
CARDELLI,  RM 

07756 
CARDINAL,  R 

07836* 
CAREDDU,  P 

08030 
CARQILL,  CF 

07821)* 
CARLSON,  HO 

07535* 
CAROLI.  J 

08002 
CARTER.  EA 

071*53* 
CASALI.  AM 

07922* 
CASEY,  MJ 

0766U 
CASSAR.  J 

07793* 
CASTELFRANCHI.  PL 

07609   08070 
CASTLEMAN,  B 

0751*5 
CASTRO.  LP 

08073 
CATER,  BR 

07371 
CATHCART,  RS  III 

07875 
CAVALLl,  0 

07911*  07922* 
CENEVIVA,  R 

07609   08070 
CERCHEZ,  E 

07558 
CERDA,  JJ 

07U73* 
CHAL3TREY,  LJ 

0781*5* 
CHAMBAUT,  AM 
07321*  07396 


CHAMBON,  P 

07398 
CHANARD,  J 

07996 
CHANDA,  SK 

07389 
CHANG,  NK 

07631* 
CHAPUIS,  JP 

07687 
OHAHl,  MV 

08069 
CHARLES-  DOMINIOOE,  P 

07212 
OHASSIGNOLLE.  J 

07960 
CHATRATH.  RR 

07539* 
CHEETHAM.  RD 

07229 
CHENDEROVITCH,  J 

07258 
CHERNOV,  MS 

07620* 
CHESTERTON,  CJ 

07397 
CHIAPPONI,  PL 

07603 
CHIN.  K 

0761*2 
CHIN.  KN 

07216 
CHIPILOVA,  LV 

07299 
CHISHOLM.  GD 

07920* 
CHRISTENSEN,  J 

07269* 
CHRISTIAN,  CD 

07657 
CHRISTIANSEN.  J 

07583* 
CHRISTOFFERSEN.  P 

07916* 
CHUAH,  CO 

07358 
CHULANI,  HL 

07766 
CHUPIATOVA,  VS 

07U56 
CHUTTANI,  HK 

07281**  07656* 
CIESIELSKI,  L 

07755 
CIRIC,  S 

07989 
CLAMP,  JR 

073U3* 
CLAPP,  WA 

07660 
CLARK,  SL  JR. 

07207* 
CLAYTON,  L 

07956* 
CLELAND,  WW 

071*38   071*39 
CLEVELAND,  WW 

0751*1* 
CLIFTON,  JA 

07290* 
CODE.  CF 

07268* 
COE,  JD 
0772U* 
COELLO-RAMIREZ,  P 

07713* 
COETZEE,  M 

08019* 
COLAIZZI,  JL 

0721*3* 
COLAKOQLU,  S 

07525 
COLE.  BO 

07586* 
COLE,  HJ 

078U3* 
COLLINS,  C 

07U82* 
COLLINS,  CD 

0761*8* 
COLLSTE,  LO' 

07921* 

COMER,  D 

078U1* 


COMCHILLO,  F 

08007 
CONRAD,  Ml 

07909* 
gONTE  MARTI,  J 

07593 
CONTRBRAS,  F 

07866 
C0NTRERA3,  I 

0801*2 
OOODLBY,  EL 

071*81** 
COOK,  BH 

07252* 
COOK,  DM 

07709* 
COOK,  00 

07239* 
COOKE,  WM 

07619* 
COOKE,  WT 

07707* 
COOPER,  B 

07328* 
COOPER,  E 

0751*3* 
COPPO,  « 

07952 
COOUELET.  Q 

07570 
CORDES,  DO 

07679 
CORNADO-OORNET,  M 

07713* 
CORNELIUS,  CE 

07835* 
CORNET,  A 

07760 
CORIESI,  N 

07619 
COSSMAN,  FP 

08038 
COSTA,  M 

07206* 
COTTIER,  H 

07335* 
COTTON,  R 

0781*1* 
COULAM,  CM 

07U69 
COULBOIS,  J 

07505 
C0U130N,  R 

07793* 
COUTO,  C  JR. 

08060 
COUVELAIRE,  R 

07758 
CRAIG,  OM 

07833* 
CRAIG,  JOMC 

07682 
CRANE,  CW 

07833* 
CREED,  KE 

07265* 
CRISPIN,  HA 

07986 
CROSETTI,  JP 

07737 
CROSS,  JH 

080U5 
CROUCHMAN,  MR 

07696 
CHOUZET,  M 

07687 
CRUCE,  JAF 
07209* 

cruickshank,  ah 

07897* 
CRUMMY,  AB 
08038 

csendes,  a 

06020* 

csiki,  in 

07665 

csoknya,  M 

07217 

D'AMBROSIO,  V 

07611 
D'ANQELO,  A 

07968 


DA  SUVA.  C 

07999 
DABROWSKI,  V 

07669 
DAQRADI.  AE 

07SU3* 
DAIDRUP,  J 

07U6U 
DANI,  R 

08073 
DANIEL.  AM 

07850 
DANILENKO.  SI 

07513 
DANOWSKI.  TS 

07531 
DARDANONI.  X 

07911  Ij 
DARQENT.  M 

07852 
DAS.  I 
07387 
DAUDET.  M 

07687 
DAVIES.  QT 

07690 
DAVIS,  PS 

071;61 
DAVIS.  RH 

080U0 
DAVIS,  WW 

07236* 
DE  BETHUNE,  Q 

07691 
DE  ORAEE.  J 

07293* 
DE  XEYSER,  p 

06058 
DI  lUCA,  L 

07U58 
DE  PASCALE.  A 

07932 
DE  PAULA  LOPES.  P 

08009 
DBADMAN,  NM 

071t93« 
DEBPUN,    0 

07876 
DEHNER,  LP 

07882 
DEIOHER.  H 

079U2 
DEINHARDT.  T 

07909* 
DEL  QOERGIO,  RM 

07U79* 
DELAOE.  J 

07603 
DELANEY,  JP 

07976* 
DELANEY.  VB 

07326* 
DELA3HMUTT.  EJ 

07985 
DELEQHER.  Y 

07666 
DELLER.  DJ 

071l61 
DELUCA.    HE 

07253* 
DEMIN,  VA 

07513 
DEMLINQ,  L 

07615*  0771i9 
DENNINO,  CR 

07797 
DEODHaR,  SD 

076911 
DEREN,    JJ 

0721i9* 
DEREVENOO,    V 

07872 
DESCOTES.  B 

07801 
DESJACqUSS.  P 

07677 
DETRAIM-QOSSUIN.  M 

08058 
DEVIC,  Q 

0767U  07676   07762 
DEVir.  JJ 

075U9 
DENES,  HE 
07679 


DEYHLE,  P 

07615*  077U9 
Dl  LUZIO.  NR 

07223 
DICK,  a 
07350* 
DICKERSON,  JWT 

07363 
DICKINSON,  SJ 

07588* 
DIETRICHSON.  0 

07916* 
DIJKSTHA.  J 

073211* 
DIKHTENKO.  QI 

07993 
DINTSMAN.  M 

0771lU 
DIOT,  J 

07738   07763 
DIPLOCK.  AT 

073611 
DOBBINS,  WO  III 

071l97 
DOBROVOLSKI,  BV 

0760U 
DODDS.  WJ 

07519 
DOKERT,  B 

0785U 
DOKUSOVA.  OK 

07375 
DOLUISIO.  JT 

0721i5* 
D0MAN3KI.    R 

0731l5* 
DONIACH.    D 

07838* 
DORFMAN.  J 

07SliO* 
DOROFEEVA.    RO 

07951 
DORRY.  KL 

08068 
DORTA.  T 

07529 
DOS  SANTOS.  HA 

07953* 
BOUNCE.  Al 

07389 
DOUTRE.  LP 

07885 
DOZOIS.  RR 

07268* 
DRAQSTEDT.  LR  II 

07606 
DRAPANAS.  T 

08023 
DREIZEN.  S 

07711* 
DPESSEL,  H 

078SU 
DROOOVOZ.  SM 

07867 
DRUHMEY.  QD 

07US3* 
DRYBURGH.  JR 

07271* 
DU  PLOOY.  M 

0732U* 
DUBIEI  BIOAJ.  M 

07800 
DUBINSKAIA.  NI 

07380 
DUDLEY.  HAF 

07650* 
rUMONT.  AE 

07839*  08016* 
DUPLIK.  ZK 

08026 
DUPUY.  P 

07505 

DUTZ.  W 

07708* 

DUX,  A 

07526 

DUYCK,  EM 

07691 
DZURIKOVA,  V 
07969 

EARIEY,    IE 
0721l7* 


EDWARDS,  HM  JR. 

07250* 
EDWARDS,  JC 

07793* 
EHRLEIN,  HJ 

07277 
EISENBERQ,  SW 

07729* 
EISNER.  M 

07263* 
EL  QUINDI.  A 

08066 
EL  SHAFIE,  M 

07539* 
ELIFANI,  G 

079U0 
ELLINQ.  P 

07916* 
ELLIS.  H 

07587*  07769   08oiS« 
ELLORY.  JC 

07US5 
EL3TER.  K 

07615* 
EM0N3.  D 

07kS7 
ENDER,  LA 

07868 
ENDERLIN,  F 

08033 
ENDO.  M 

07553 

ENUE.  I 

07899* 

ENOEL,  W 

07778   08036 
ERTAN.  A 

07U73* 
ESPINER.  H 

07U82* 
ESPINOSA.  H 

08007 
ESSMAN.  30 

07625* 
ESSMAN.  WB 

07625* 
ESTRADA.  OS 

07360 
ESTRADER.  MF 

07592 
ESTRIN.  J 

07975* 
EVANS.  DB 

07U25 
EVANS.  H 

078U1* 
EVANS,  N 

07709* 

EZE,  LC 

07U77* 

FAQARA3ANU.  M 

07865 
FAOERHOL.  MK 

0791i3 
FAILES.    DO 

07767 
FAITELBERQ.  RO 

07257 
FALLON.  HJ 

07337* 
FARAOLIA.  V 

07890 
FARKOUH,  EF 

07850 
FASANO.  VA 

07279 
FAUSA,  0 

07697* 
FAYS.  J 

07273 
FEDOTKIN,  DV 

07796 
FEDOU.  R 

07230 
FEIQIN.  QA 

07511  ll 
FEINENDEOEN,  LE 

07317* 
FELDT-RASMUSSEN,  K 

07651* 
FENNA,  D 

071131 


FENNER,  A 

07529 
FERNANDES  PONTES.  J 

07816 
FERRAQUT.  A 

07963 
FEHRAHIO.  MO 

0776U 
FIALA.  ES 

071ll9 
FIALA.  3 

O7I1I9 
FICA.  V 

07858 
FIEDLER.  HH 

07968 
FIELD.  AM 

07919* 
FIELD.  M 

072I1I* 
FIKRY.    ME 

08068 
FILOSA.  E 

07938 
FISCHER,  J 

07820* 
FISCHER,  L 

07770   07786 
FISH.  EB 

07591 
FISHMAN.  WH 

07387   07530 
FITTS,  JJ 

073U6* 
FLEISOHHaUER.  J 

07532 
FLORKIEWICZ,  H 

07298 
FOOLE,  HW 

07551 
FOQLIATTO.  J 

07816 

FONT.  R 

07625* 

FONT.  HO 

07521 
FONTAINE.  JL 

©7715 
FORESTIER,  M 

07305* 
FORMAN.  DW 

0801l5 
FORREST,    APM 

0758H* 
FORSSMANN,  WQ 

07U611 
FORTNER.  JQ 

0766U 
FOUET,  P 

07599 
FOURNER.  AH 

O7I198 
FRADERA.  J 

07712* 
FRAISSE.  A 

07592 
FRANKE,  WW 

07231 
FRANSON,  R 

O7U06 
FREDEN3,  M 

07622* 
FREEMAN,  LM 

07979* 
FREEMAN,  NV 
0775U 

FREITAS  DE  SOUSA,  J 

07227 
FREJAVILLE,  JP 

0791l6 
FRENCH,  SW 

07391> 
FRENNINQ,  B 

07297* 
FRESH,  JW 

07912* 
FRETHEIM,  B 

07789* 
FREXINOS.  J 

07230 
FRIEDMAN,  M 

07973* 
FRIEDRIOH,  0 

073U7* 


FRIEND,  DS 

07229 
FBITfSOlJ,  P 

07382 
FROLIK,  CA 

072S3* 
FHOIOVA,  II 

07257 
FBOMM,  H 

072U2»  07790« 
FUJII,  M 

07U91* 
FUJIMURA,  S 

076111 
FUJINO,  Y 

07U12 
FUJITA,  T 

07210» 
FOJITSUKA,  M 

07877 
FUKAZAWA,  T 

07U22 
FUKUI,  N 

07UU6 
FULLER,  R 

07U66 
FUNCK  BPENTAMO.  JL 
07996 

OABELLA,  Q 

0720«» 
OADIYAR,  BN 

08069 
OAQNON,  D 

07267* 
OAINES,  KJ 

07283* 
QAITI,  A 

07U23 
OAJDA,  J 

07662 
QALAND,  P 

08052 
OALATI.  A 

07U99 
QALINIER,  I 

07856 
QAitE,  P 

oaoiiu 

OALPERIN.  EI 

07812 
QAMMILL,  S 

07521 
QAMMILL,  SL 

07825* 
OANQULI,  PC 

07793* 
OARASSINI,  M 

078U2* 
QARCIA  CIVERA,  R 

07566 
QARCIA  MARRERO.  I 

07672 
QARCIA  RIVERA.  C 

07561 
QARDE,  J 

0767U   07676 
GARFINKEL,  D 

07225   07371t 
OARQ,  BD 

07319* 
QARNEL,  M 

0795U* 
OASCARD,  E 

07856   07990 
QATMAITAN,  Z 

07901* 
GAUCHER,  P 

07273 
GAUDIANO,  A 

07366 
QAUTHIER  LAFAYE,  JP 

07567 
OAVRIIIU,  D 

07560 
QAXLOR,  JL 

07U30 
OEELS,  J 

07388 
OELAIN.  J 

0767U      07676 
QELB,    NA 
0731iO» 


OELLER,  P 

07551  , 
QER,  R 
08029 
GERIM,  JL 

0792U 
OERSTLEY,  BJ3 

07913* 
QERZEM.  P 

07918* 
OETZ,  QS 

071H3 
QEYER,  0 

07218 
OEYER,  H 

07373 
QHOTI,  M 

07637 
QIERSBERQ,  0 

O8OI1I 
QIFFONIELLO,    AH 

07503 
GILBERT,  JAL 

07U31 
QILLENWATER,  JY 

0801U* 
QILLET.  M 

O78I8 
OILLY,  Q 

07750 
OILSANZ,  V 

O75OU 
GIORDANO,  P 

07990 
alRARD-QLOBA.  A 

07305* 
OJONE,  E 

07697*  07789* 
GLANDDIER,  G 

075U9   07570 
GLASGOW,  EF 

07251* 
GLAZKOVA,  TO 
07513 

qliedman,  ml 

07828*  07955* 
GLIN3KI,  M 

08003 
QLOGNEH,  P 

O789I1* 
GLOTZER,  DJ 

07699* 
GLUZMAN,  AM 

08026 
GOALARD,  C 

0801i3 
GOERTTLER,  K 

08028 
QOLAB,  « 

07675 
GOLDBERG,  A 

07U28 
GOLDFINGER.  SE 

075U5 
GOLDSTEIN,  F 

07710* 
GOLLAN.  JL 

071l61 
GOLOD,    MI 

07625* 
QOLOVSKOI,  BV 

07991 
GOLUBKOVA,  QM 

07868 
GOMES  D'OLIVEIRA.  JJ 

08022 
GOMEZ  LOJERO,  C 

07360 
GOMEZ,  B 

O75OI1 
GONZALEZ  CUETO.  D 

07871 
GONZALEZ,  0 

07536* 
GOODWIN,  MN 

0797U* 
GORDON.  AH 

07863 
GORDON.  BA 

07826* 
GORDON,  3G 

0725U* 
GORMAN.  RE 
07318* 


GORYACHENKOVA,  EV 

07356 
QOTOH,  M 

07228 
GOULD,  JC 

07658* 
QOVAERTS.  JP 

07309* 
GOYAL,  RK 

0728U* 
QOYANES,  AD 

07798 
GRABNER,  W 

07661 
GRACEY,  LRH 

0781i5* 
GRACEY,    M 

07251*  07717 
GRAINGER,  J 

07891* 
GRAVELLE.  IH 

07690 
GREEN,  PA 

07806* 
GREEN,  S 

07530 
GREEN,  3H 

07U79* 
GREENE.  R 

07956* 
GREENGARD,  0 

07392 
QRELET,  P 

07562 
QRIEDER,  A 

07335* 
GRIFFIN,  M 

07768 
GRIQ0RE3CU,  A 

07560 
OHINO  PHIETO.  E 

0807U 
GROLLMAN.  JH  JR 

07515 
GRONWALL.  RR 

07835* 
QROSFELD.  JL 

07692 
GROSS,  CW 

07263*  07575 
GROSSMAN.  R 

O78UI* 
QRUEV,  I 

07775 
ORZYBEK,  H 

07663   07902 
GUARDIA,  J 

078611   07963 
GUIGNIER,  M 

07879 
QUILLE,  H 

06063 
GUILLIN,  MC 

07936 
QUITIERREZ-TOPETE,  Q 

07713* 
GUNDALAKH,  AI 

07506 
GUNN,  A 

07980* 
GUNTER.  H 

07689 
GUPTA,  BK 

O8O6I1* 
GUPTA,  DN 

0728U* 
GUTIERREZ  BLANCO,  H 

07792 
GUTTMAN,  FM 

0722U 
GUY,  MJ 

072U9* 
GWINN,  JL 

07862 

HAABREKKE,  0 

071i65 
HAAS.  R 

07660 
HABERAL,  M 

07525 
HAIDERER.  0 

07563 


HAIMOFF,  H 

077  llU 
HAITOV,  A 

07510 
HAJRA,  AK 

07U17 
HAKANSON,  R 

07280*  07296* 
HALABI,  M 

07503 
HALASZ,  N 

07217 
HALE,  HW  JR. 

07620* 
HALL.  R 

07728* 
HALLER,  JA  JR. 

075U1* 
HALLINAN,  T 

07371 
HAMAMOTO,  K 

071*91* 
HAMBER,  G 

07617* 
HAND,  WL 

071l50* 
HANEL,    HK 

0763U* 
HANELIN,  J 

07632 
HANOUNE,  J 

07321*  07396 
HANSEN.  3H 

07722 
HANSON,  RF 

07978* 
HARDEN,  RM 

071i70 
HARRIS.     AS 

07575 
HARRISON.  AR 

07696 
HARRISON,  GG 

O78UO* 
HARTEL.  W 

07605 
HATINA,  QV 

07UOO 
HAUSCHILD,  AHW 

07652* 
HAUSER,  RL 

07269* 
HAUST,  MD 

07626* 
HAVASHI,  H 

07827*  0791*7 
HAZBA,  DK 

07661 
HEIFETZ,  CJ 

07663 
HEINIQER.  HJ 

073U7* 
HEISTO,  H 

0791*3 

HENI.  N 

07336* 

HENKE,  G 

07886 
HENNICKE,  W 

0771*7 
HENRICHS.  HR 

0789U* 
HENRIKSON,  H 

0791*6* 
HENRION,  C 

07589 
HEPP,  J 

07995 
HERMAN,  M 

07591* 
HERM0DS30N,  S 

07915* 
HERNANDEZ  MEYER,  0 

0601*9 
HERRADORA,  L 

07889 
HERS,  HO 

07U63* 
HERSH,  LB 

07359 
HERTZBEHG,  JN 

07769* 
HEYDENRYCH,  JJ 
0753U* 


HIASA,  Y 

07906 
HICKMAN,  R 

078UO* 
HILSHEIMER,  R 

07652* 
HINE3,  JR 

07611 
HIRSCHOWITZ,  HI 

07281* 
HISRCH.  J 

07209* 
HIVET,  M 

0S002 
HIADIK.  OM 

07212 
HOCKERTS.  T 

07778 
HOEFFEL,  JC 

07273 
HOFFMAN,  NE 

072SS* 
HOFFMANN.  W 

08000 
HOKKANEN.  0 

07892* 
HOLAN,  T 

07872 
HOLLAND,  PV 

079211 
HOLLENDER,  LF 
07732   07818 
HOLMES,  AW 

07909* 
HOLMES,  TW  JR. 

07537* 
HOLUB,  BJ 

07U2U 
HOLZEL.  H 

078U8 
H0MME3,  FA 

071(05 
HOMOTH.  HU 

071(68 
HONDA,  Y 

07837* 
HOPKINS,  BE 

071(86* 
HOPPE  3EYLFR,  P 

071(11 
HORAKOVA,  Z 

07282* 
HORECKER,  BL 

071(07 
HOHKY,  D 

07208* 
HORN,  U 

07395 
HORNE,  RN 

07357 
HOHTA,  EO 

07712* 
HORVATH,  1 

07217 
HOSNI,  S 

07853 
H030YA,  N 

071(1(8* 
HOTZ,  J 
07292* 
HOURIOAK.  KJ 

07580* 
HOWARD,  RJ 

07976* 
HROMEC,  A 

07820* 
HSIEH.  SC 

0751U 
HUE,  L 

071(83* 
HUQHES,  JMB 

07956* 
HUOUIER,  M 

07593 
HDLCHER,  FH 

07351* 
HOLTEN,  L 

07787* 
HUMPHREYS,  MH 

0721(7* 
HUNT,  AC 

076U8* 

HOPE,  K 

07802 


HURWITZ,  LJ 

07626* 
HUTSCHENREITER,  J 

07219 
HUYGHE.  J 

07771 
HYDE.  QA  JR. 

07876 

lAMPOLSKAIA.  SA 

08072 
IBBEHSON,  0 

07S91 
ICHIKAWA,  H 

076111 
IHRIQ,  TJ 

07391( 
ILIESCU,  0 

07559 
IMAI,  T 

oeozu 

IMASATO,  K 

07585* 
IRRMANN  RAPP.  0 

07567 
ISAZA,  J 

07287* 
ISCH,  JH 

06011* 
ISENBERQ.  J 

06020* 
I3HAK,  KO 

07882 
I3HIKAWA.  E 

073UU*  07Ul(li 
ISSELBACHER.  KJ 

07U53* 

ITCHAD'IK,  FS 

07299 
ITO,  N 

07906 
ITOH.  K 

07U91* 
lOKHVIDOVA.  ZM 

077U6 
IVANYI.  D 

07221 
IVEY,  KJ 

07290*  07579* 
IWARSON,  S 

07915* 
IWASZCZY3ZYN.  J 

07627*  07628* 
IZZO.  E 

07938 

JACKSON,  BT 

08006 
JAC0B3S0N,  L 

08025 
JAOQUEMET,  LR 

07SU9   07570 
JAFFE,  JM 

0721(3* 
JAOER,  J 

07352 
JAHN,  K 

07219   07220 
JAHNS,  E 

07517 
JAIN,  K 

07656* 
JALAN,  KN 

07658* 
JAMDAR,  3C 

07392 
JAMES,  IM 

0781(2* 
JELLINCK,  PH 

07361 
JELLY,  0 

07980* 
JENNY,  3 

0771(9 
JENSEN,  HE 

07577* 
JOHANSEN,  AA 

07621* 
JOHANSEN,  3 

071(89* 
JOHANSSON,  300 

08012* 
JOHNSON,  JW 

07998 


JOHNSON,  LR 

07286* 
JOHNSON,  PR 

07209* 
JOHNSTON.  3J 

07561* 
JONEK,  J 

07883   07902 
JONES,  AL 

07201(* 
JONES,  EA 

071(81* 
JONES,  PF 

07561* 
JONES,  RS 

07539* 
JORDAN,  PH  JR. 

07566* 
JORTNER,  BS 

0601(6 
JOHULF,  H 

07527 
JOS,  J 

07721 
JOSEPH,  JY 

0771(2 
JOSKE,  RA 

071(86* 
J03T,  JP 

071(U1 
JOUBEHT,  SM 

07869 
JUDAH,  JD 

07383   07381( 
JUDE.  JR 

07561 
JUDKIEWICZ,  L 

07607 
JUHL,  E 

07651* 
JULSRUD,  AC 

079U3 
JUNQ.  Y 

07531 
JU3SILA,  J 

07578* 
JUSTUS,  J 

07352 

KABOTH,  U 

07937 
KAEOPLUNQ,  M 

071(57 
KAHL,  H 

07«3S 
KAHLE,  P 

071(11 
KAIPAINEN,  WJ 

07692* 
KAK03,  as 

07692 
KALONJI,  T 

07677 
KAMAMOTO.  Y 

07906 
KAMBOUROV,  S 

07602 
KAMEDA,  H 

076U2 
KAMIN3KI.  M 

07902 
KAMIYA,  T 

071(1(2 
KAMMER,  B 

07561( 
KANDROR,  VI 

07362 
KANDZIORA,  J 

08005 
XAO,  Y3 

07586* 
KAPLAN,  A 

071(32 
KAPPAS,  A 

0731(0* 
XAPULLKR,  LL 

0721l( 
KARAOADAO.  S 

0752S 
KARAOSONY,  0 

07226 
KARTENBIOX,  J 

07231 


KASAI,  M 

07739 
KASSELL,  B 

07291(*  07295*  07306* 
KATO,  M 
0731(2* 
KAUCE,  J 

07900* 
KAUFMAN,  JM 

07895* 
KAUTZSCH,  E 

0735U 
KAWACHI,  T 

071(87* 
KAVANAHI,  M 

07625* 
KAMASAKI,  H 

07585* 
KAY,  J 

07306* 
KAY,  RNB 

07271, 
KAYSER,  M 

07867 
KAZAMA,  S 

071(87* 
KEELING,  JW 

0781(9 
KEET,  AD 

07531(* 
KEILIS  BAROK,  IV 

07213 
KELLER,  RJ 

06032 
KELLY,  KA 

07268* 
KENDLER,  J 

0731(8* 
KENNEDY,  EH 

07822* 
KENNEDY,  JH 

07563 
KERLY,  M 

0736$ 
KERN,  F  JR. 

07251(* 
KERPEL,  3 

071(21 
KERRIDQE,  DF 

07581* 
KESANIEMI,  A 

07880 
KESCHAHRAS,  N 

0781(1* 
KE3SLER,  E 

0771(1( 
KEW,  MO 
07953* 
XEWENTER,  J 

07787* 
KHALE33I,  A 

07221( 
KHALIFA.  A3 

07853 
KHAN.  R 

071(59 
KHAZANOVA,  VV 

071(56 
KHILNANI,  MT 

08032 
KHOKHMUT,  K 

07370 
KHOROSHAVINA,  LK 

07991 
KHURANA,  SC 

07S31 
KIBKEN3,  R 

07309* 
KISNB,  3 

07785 
KILLINGBAOK,  M 

07767 
KIM,  OY 
07908* 
KIM.  U 

07957* 
KIMOTO,  E 

07585* 
KIMURA,  3 

07237* 
KINO.  JB 

0781(0« 

KINO,  JI 

07315* 


KINQ,  H 

07318* 
KIROV,  I 

07510 
KIRPATOVSKI,  IE 

07US6 
KITAQAWA,  T 

07390  07873 
KITCHIN,  3E 

07261 
KIVY-ROSENBERQ,  E 

07U63 
KIAASSEN,  C 

071i90* 
KLEIN,  3 

078S11 
KLEINKNECHT,  D 

07996 
KLEINMAN,  HK 

071tS8 
KLEITSCH,    WP 

07618* 
KLEPPINO,  C 

07965 
KLIMOV,  AN 

0737S 
KLINE,  DQ 

0781i7* 
KLUQE,    Th 

O8OI18 
KNAPSTEIN,    P 

07350* 
KNEIFEL,  HP 

07U37 
KNUSEL.  A 

071i78* 
K0BAYA3HI,    S 

07210*  07553 
KOCHANSKA,  D 

07883 
KOCK,  NO 

07787* 
KOFF,  RS 

O73I16* 
KOQURE,    H 

071(87* 
K0HAT3U,    S 

07272 
KOHLER,  JJ 

07631   07732 
KOHOUT,  E 

07708* 
KOIKE,  M 

O78UI1* 
KOJIMA,    3 

072U5* 
KOLASA,  J 

07669 
KOMPF,  A 

07753 
KONDO,  T 

08053 
K0NI3H1,  Y 

O79O6 
KONTUREK.  SJ 

07286*  07310* 
KOOSHUCK.  RJ 

07222 
KOPTAOEL,  Q 

080S1 
KORB,  Q 

07860 
KORMANO,  M 

071lU9* 
KOROCHKIN,  LI 

07377 
KORSOVA,  TL 

07U03 
KORZON.  IK 

07639 
KORZYCKI.  J 

077SS 
KOSKINEN.  R 

07578* 
K0S3LIN0,  FK 

078711 
K03T1M0V,  LD 

08026 
K03ZAR3KI,  J 

C8O3I1 
KOUBA,    R 

08055 
KOURANY,  M 
08027 


KOUREA.  t 

06017* 
KOUREA,  T 

07917* 
K003AKA,  T 

07U91* 
KOVACS.  K 

07319* 
KOYAMA.  S 

07228 
KOYAMA.  Y 

O7I187* 
KRAMER.    I 

07308* 
KRAU3E.  U 

07698* 
KRETH,  HW 

079U2 
KREUTLER,  CJ 

07236* 
KROGER.  H 

07U11 
KRONBORG.  0 

07616*  07622*  07623* 
KRUH,  J 
073111* 
KUDINOV,  AA 

07507 
KUK3IS,  A 

07U2U 
KULATILAKE.  AE 

07920* 
KULKARNI,  B3 

07766 
KUNDERT,  JQ 

07806 
KUNTZEN,  H 

07571 
KUNTZMANN,  J 

07733 
KURIHARA,  M 

0761U 
KURIYAMA,  H 

07265* 
KURIYAMA.  K 

07355 
KURPPA.  K 

07660 
KUT3CHINSKI,  OA 

0760U 
KHAN.  WW 

07U99 

KYD,  PA 

07962* 

KYLE,  J 

07561* 

LABO.  a 

07278 
LABRUNE,  M 

07678 
LADOUCH,  A 

07613 
LAHNECHE,  B 

07852 
LAI,  CY 

07U07 
LALEVEE,  0 

07592 
LALLEMANT,  Y 

07555 
LAMBERT,  R 

07U72* 
LAMBILLIOTTE.  JP 

07329* 
LAMPERT,  M 

07666 
LANDER.  JJ 

07931 
LANDOR.  JH 

07287* 
LANG.  EK 

07610 
LANG,  HD 

07695 
LANQHOF,  HJ 

07270* 

LANQILLE,  D 
075S2 

IANK3,  KW 
071*33 

LAPLANE,  R 
0771s 


LAPRE3LE,  0 

0790S 
LARDY,  HA 

07li37   07U38   07U39   07UU0 
LARENA.  A 

07629 
LAR3EN.  E 

07563 
LASHEEN.  RH 

07919* 
LATAIX,  P 

07603 
LATSINIK.  NV 

07213 
LAUGHTER,  AH 

07586* 
LAUNIALA.  K 

07578* 
LAURENCE.  8H 

07U86* 
LAVIA,  M 

07I1O6 
LAZAR,    A 

07933 
LAZECKI,  L 

07502   0768U 
LEARY,  PM 

06019* 
LEBER,  HW 

07867 
LECHNER,  Q 

07528 
LECLERCQ.  B 

07367 

LEE,  JC 

07205* 

LEE,  JCK 

07316* 
LEFEBVRE.  J 

07878 
LEQER,  L 

07859   07966   07967 
LEHMANN,  H 

07U25 
LEICHTLIHQ,  JJ 

07668 
LEIDBERG.  G 

072^80* 
LEJEUNE,  E 

0781U 
LEJ3EK,  K 

07U1S 
LEMAIGRE.  0 

076S9  07967 
lEMES 

07730 
lENNARD  JONES,  JE 

07300 
LENRIOT,  JP 

07966   07967 
LENTZ,  PE 

07223 
LINZ.  J 

0760S 
lERAY,  F 

07396 
LEREN,  P 

07U6S 
LERNER,  AG 

071l79* 
LERNER.    J 

072S6 
LE3KE3.  A 

0723U 
LESOURD,  G 

07613 
LESTER,  R 

078U5* 
LEUTERT,  G 

07220 
lEVADOUX.  H 

075U9 
LEVBILLB.  GA 

07U29 
LEVI,  AJ 

07U18   07901* 
LEVINE.  L 

07U0U 
LEVINE,  RI 

071ll6 
LEVY.  BM 

07711* 

LEVY.  F 

0731U* 


LE^DA,  H 

O76OU 
LIDSKY.  MD 

07586* 
LIE.  T3 

O7I168 
LIESERMAN,  E 

07862 
LIEDBERQ,  Q 

07296* 
LIFSHITZ.  F 

07713* 
LIQUORY,  C 

07593   07599 
LILLY,  JH 

075U2* 
LIMB03CH,  JM 

C7293* 
LING,  NR 

07707* 
LIPPI,  U 

07932 
LIPTON,  S 

07975* 
LISOCHKIN,  BG 

07598 
LITTLE,  EP 

O7I1S6 
LLORENTE  GUTIERREZ,  JM 

0801i9 
LLOYD,  A 

07709* 
LO.  KJ 

07831* 
LOEB,  LA 

07913*  079111* 
LOGRIPPO,  GA 

07827*  079U7 
LOHR,  E 

06000 
LOMBARD  PLATET,  R 

076UU 
LOMBARD-PLATET,  R 

07723* 
LONDON,  WT 

07913* 
LONGPRE,  B 

0788U 
L0NG3IRETH,  GF 

07806* 
LOOSE,  DA 

07716 
LOPES,  ER 

08071 
LOPEZ  FANDO  CASTRO,  J 

077  ll3 
LOPEZ  FANDO  DE  CA3TR0,  J 

060U7 
LORBEK,  W 

0801jll      06057 
LOVRENCIC,    M 

07516 
LOW,    L 

076U8* 
LUBIN,  BH 

O7I188* 
LUCAS,  CE 

07893* 
LUCY,  JA 

073611 
LUDMER,    B 

07659 
LUNDQUI3T,  A 

0791l8* 
LUTZ,  H 

07373 

LUTZ,  J 

07262 

MABILLE,  JP 

07965 
MACCIONI,  A 

080U2 
MAOQREGOR,  AB 

07920* 
MACHA,  HN 

07630 
MACHADO,  AL 

07S2U 
MACKAY,  DH 

07920* 
MAOIAUBIN,  BP 

07707* 


MACLIAN.  LD 
078S0 

HADos,  as 

07803 
MADSEN,  P 

07622» 
MAEDA,  R 

07llU2 
MArPIOll,  C 

077«3 
MAQNIN.  P 

079<U 
MAQNUSSON,  0 

07399   07921* 
MAINOUET,  P 

08052 
MAJIMA,  3 

07S90 
MAKHLOUF,  GM 

07U711* 
MAKITA,  I 

072211 
MAKOSKI,  HB 

08000 
MAK3IM0V,  OA 

07465 
MALATY.  HA 

08068 
HALDOKADO,  N 

07712« 
MAlEEV,  A 

07997 
MALEEV.  N 

07731 
HANDACHE.  F 

0761(5 
MANDEL,  ID 

07797 
MANDEL,  Jl 

07398 
MANEMTI,  A 

07819 
MAN30UR0VA.  IE 

07299 
MANTZ,  0 

07608 
MAPPE3,  G 

07350* 
HARAZUELA 

075011 
MABCHENKO,  NP 

07765 
MARCIMIS2YN,  JP  JR. 

07295* 
MARCOS  LOPEZ,  J 

07672 
MARQOLIS,  S 

07328* 
MARQULIS.  AH 

07205* 
MARIA,  TA 

08071 
MAHINE3CU,  B 

07S96 
MARKS,  IN 

07308* 
MARSH,  MN 

07259 
MARTELLI,  A 

07839* 
MARTIN,  f 

07965 
MARTINEL,  C 

07673 
MARTINEZ  PEREZ.  E 

0801(9 
MARTINEZ  VAZOUEZ.  JM 

07963 
MA3AMURA.  E 

07896* 
MASON,  DK 

071(70 
MA33ARRAT,  3 

07891(* 
MASTERS,  BSS 

0738« 
MATA,  LJ 

08027 
MATEI,  AM 

07595 
MATHEY,  JO 

08002 
MATHIS,  P 
07738 


MATHUR.  KS 

07681 
MATIU3HIN,  IF 

07665 
MATOLO.  HM 

08021* 
MAT3UMURA,  R 

07896* 
MATSUTAKA,  H 

07311 1»* 
MAXWELL,  JA 

07661 
MAYUMl,  M 

07512 
MCCARTHY,  D 

07956* 
MCCARTHY,  LJ 

07519 
MOOLURE,  WR 

071(37   07U38   071(39   071(1(0 
MCCOY,  J 

071(80* 
MCDONAOH,  AF 

07U85* 
MCEWAN.  FC 

07822* 
MCQAVIN,  MD 

07835* 
MCQOWAN,  L 

0801(0 
MCQUIQAN,  JE 

07287*  08039 
MCMAHON,  RE 

07U36 
MCMANUS,  JPa 

07658* 
MCNEAL,  JE 

07653* 
MEELA,  F 

07991( 
MEBRaNO,  J 

07629 
MEHNERT,  PJ 

07979* 
MELCHIORRI.  P 

07289* 
MELD0LE3I,  U 

07823* 
MELK,  MV 

07506 
MELNICK,  JL 

07928 
MENACHE,  D 

07936 
MENEA,  RK 

07766 
(lENEOZA,  CE 

07U00 
MENG,  CH 

071(79* 
MENGUY.  R 

07702 
HERCABANTE.  J 

07797 
MERTENS,  A 

07691 
MERTVETSOV,  NP 

07377 
MESCHERIAKOVA.  SA 

07511 
MEYERS.  PH 

07U9U 
MEZEY,  E 

07958* 
MIA,  AS 
07835* 
MICHAUD,  P 

07960 
MICLUTIA,  M 

07872 
i^ICZBAN,  I 

07600 
MIETVEET,  T 

071(59 
MIEEERER,  SE 

07615* 
MIERZWA,  A 

079311 
MIETTINEN,  TA 

07705*  07706*  07788* 
MIQUET.  B 

07677 
MIKAMI.  T 
07992 


HIKHAILOVSXAIA,  LA 

07506 
MILANI 
07737 
MILIO-EMILI,  J 

07956* 
MILLER,  RE 

08011* 
MILLER,  WT 

07981* 
MILLMAN,  I 

07913*  07911(* 
MINAQUCHI,  C 

071(91-* 
WINER,  PB  JR. 

0725l(* 
MINNE,  H 

07292* 
MIONI,  Q 

07968 
MIRCIOIU.  C 

07U76* 
MI3HALANY,  H 

07731( 
MISRA,  RC 

07656* 
MITAL,  H3 

08061(* 
MIX,  L 
07U31 
MIYAQI,  K 

07836* 
MIYAMURA.  T 

0802U 
MIZELL.  3 

071(1(5 
MOBENA,  JLP 

08070 
MOHAN  KAMATH.  H 

08069 
MOLLMANN.  H 

07988 
MOMBELLI,  L 

07823* 
MONCHIK,  GJ 

0761(7* 
MONOD  BROCA,  P 

07613 
MONTEIRO.  E 

07951(* 
MONTES,  I 

07563 
MOON,  HW 

07655* 
MOORE,  JE 

07238* 
MOORE,  JH 

07U66 
MORAND,  Q 

07567 
MORGAN,  EH 

07U3U   07U3S 
MORQER,  R 

07806 

MORI,  T 

071(91* 

MORI,  W 

07ai(l(* 

MORIN,  A 

07799   07801 
MORITA,  R 

071(91* 
MORIUCHI.  S 

071(1(8* 
MORRE.  DJ 

07229 
MORRIS.  D 

07261 
MORRIS.  HP 

07330* 
MORRIS,  TMO 

07572 
MORRISSEY,  JF 

08038 
NORSE,  TS 

07692 
MOSES,  HL 

073U0* 
MOSKOW,  H 

07UU5 
MOSS.  AA 

07205* 

MOSS.  BW 

071(92* 


MOTIN,  J 

07879 
MRKLA3.  L 

07221 
MUKAI,  T 
^  071(91* 
MULLANE,  JF 

07955* 
MULLEN,  JL 

07981* 
MULLEN,  PA 

078U5* 
MULLER,  JM 

07879 
MULLER,  0 

07211 
MULLER,  R 

07926   0791(2 
MUNCSCHENK,  H 

07820* 
MUNSTER.  AM 

0797U* 
MUNSTER,  W 

0760k 
MURRAY-LYON,  IM 

07793* 
MURRELL,  KE 

0801(5 
MUSCHER,  CH 

07851 
MUTRICY,  J 

07995 
MUTT,  V 

07271* 
MYHRE  JENSEN,  0 

07U62 
MYHEN,  J 
071(89*  07789* 

NAGAI,  X 

07UU7 
NAOAYA,  T 

07683 
NAHRWOLD,  BL 

OflOll* 
NAIX,  3R 

07281(* 
NAKAOAWA,  H 

07liU7 
NAKAQAWA,    J 

071(91* 
NAKAJIMA,     K 

073U1(*  Olhkk 
NAKAJIM4,  3 

07281* 
NAKANI3HI,  S 

07896* 
NAKANO.  M 

07U12 

NANA,  A 

071i76* 

NANA,  M 

071(76*  07872 
NANCE,  FC 

0781(7* 
NAPALKOV,  PN 

07776 
NARROC,  SA 

073U5* 
NATANASABAPAIHY,  R 

07783 
NATH,  K 
O8061(« 
NATHAN,  EG 

071(88* 
NAVARRO,  J 

07715 
NAYAK,  NC 

07959* 
NEEBHAM,  CB 

07581* 
NELSEN,  TS 

07272 
NELSON.  JA 

07676 
NENNA,  A 

07681 
NESSI,  R 

071(23 
NEUFELE,  AH 

07318* 
NEUMANN,  E 
07U76# 


NEUMANN,  H 

07288*' 
NEVALDINE,  B 

0729U* 
NEWCOMER.  AD 

07808» 
NEWMAN,  HK 

071v79« 
NEZAMIS,    JE 

07291* 
NO,    KKE 

07216 
NICHOLLS,  MR 

07383   0738U 
NIC0LAE3C0.  T 

07685 
NIGULIU,  0 

07S96 
NIEDERLAND.  TH 

07969 
NIELSEN,  JO 

07916* 
NIEMAN,  R 

079U5 
NIHO,  Y 

07870 
NIKITINA,  LN 

07S22 
NIKOLAEVA  ROMBERG,  MI 

07381 
NIKOLOV,  S 

07775 
NISHIOKA.  K 

07512 
NIUTTA,  R 

O79I1O 
NIWAYAMA,    0 

07795* 
NOBDENFELT.  E 

079U8* 
NORDLIE,  RC 

07357 
NOUZHA,  E 

07686 
NOVIS,    B 

07308* 

NUIC,    M 

079119 

O'DONOGHUE.  EPN 

07920* 
O'REILLY,  K 

07667 
O'REILLY,  S 

07889 
OBMORNOV,  LE 

07868 
OBRINK,  KJ 

07297* 
OCXNER.  RK 

0720U* 
OHISHI.  I 

071l08      O7I1O9 
OHLSSON,    K 

07807* 
OKABE,    H 

07U111 
OKOCHI.  K 

07512 
OKU,  T 

07UU8* 
OLESZKIEWICZ,  L 

06005 
OLIVER,  IT 

07358 
OLMSTED,  CA 

07U2O 
OLSON,  L 

078I1I* 
OLSZANSKA,    T 

07607 
OREMEROD.  LP 

07266* 
ORIHATA,  H 

07693 

ORR,  WA 

O8OII1* 

ORTH,  G 

07U01 
OSAKA,  M 

07210* 

OSHIN,  A 

07251* 


OSSI,  E 

07968 
OSTROW.  JD 

07U73* 
OTTENI,  F 

07631   07818 
OTTO.  P 

0791l9 
OTTOSSON,    JO 

08025 
OVERACK,  DE 

07238* 
OWENS,  MP 

077U5 

PACK.  E 

07226 
PACK.  QT 

07798 
PAQLIARO,  L 

O79I1U 
PAILLAS,    J 

07613 
PAINTAUD 

07730 
PALADE,  OE 

O723I1 
PALBOL,    J 

07622* 
PALMER.  RH 

07331*  07332* 
PANAOHIN,  EF 

07362 
PANAITE3CU.  0 

07858 
PANAYOUTOU.  P 

08017* 
PANE.  0 

07938 
PANNEK,  C 

07229 
PANZ.  B 

07863   07902 
PAPADATOS,  C 

080i7* 
PAPAEVANQELOU.  0 

06017* 
PAPAEVANQELOU.  QJ 

07917* 
PARBHOO,  SP 

078U5* 
PARDELA.  M 

07675   08003 
PARDO  RUEDA.  J 

0807U 
PARK.  WK 

07267* 
PARKE,  DVW 

07363 
PARROW.  A 

08012* 
PARRY,  EW 

07313* 
PARSA,  M 

07821* 
PARVINEN,  T 

07817 
PASCUCCELLI.  H 

07871 
PATEL.  RO 

076U9* 
PATERNO,  M 

O79I1O 
PATRICK,    J 

08018* 
PATRON.  M 

07866 
PAULINI,  K 

07886 
PAULLEY,  JW 

07701 
PAULSEN,  S 

07722 
PAVEL,  I 

07855 
PAYNE,  WS 

07535* 
PECTOR.  JC 

07329* 
PEISON.  B 

07SU6 
PELTOKALLIO.  P 
07768* 


PENNINQS.  JH 

07322* 
PENNOIT,  H 

07815 
PENTTILA.  A 

071tU9* 
PERCY-ROBB,  IW 
07311*  07658* 
PERCY,  DH 

080U6 
PERISSAT.  J 

07885 
PERSAUD,  V 

07801t 
PETERS.  RL 

07631* 
PETERS,  T  JR. 
071l3U   07U3S 
PETRE3CU.  C 

07556 
PETROV.  BA 

07S7U   07812 
PETROV,  VJ 

07796 
PETROVA,  LA 

07375 
PETROVA,  M 

079U1 
PETROVICI,  A 

07855 
PETROVSKI,  S 

07997 
PFENNINQER,  M 

07323* 
PFUHL  NEVES,  D 

07720 
PHILIPPE.  M 

076Uli 
PIA3ECKI.    C 

0761i3 
PICAUD,    R 

07856 
PICCININO.  F 

07938 
PICHON,  A 

07687 
PIEOK,  AOM 

07U10 
PIOON,  A 

08003 
PIMENTA  MODENA.  JL 

07609 
PINOTTI,  HW 

07391   07616 
PINTO  CORREIA,  J 

0795U* 
PISI.  E 
07911* 
PI3K0RZ,  A 

07753 
PITOT,  HO 

071l26 
PLANT,  JA 

07768 
PLATT,  D 

07U16 
PLEKONEN.  P 

07711t* 
PLOMTEUX.  0 

07523 
PODWINSKI.  A 

08050 
POENARU,  A 

07558 
POILLEUX.  J 

08002 
POISSANT.  A 

0755U 
POKIESER,  H 

07526 
POLIAKOVA.  ED 

07375 
POLLYCOVE,  M 

07889 
POLONOVSKI.  0 

0771S 
POMAKOV,  P 

07510 
PONTES,  JF 

07391 

POP.  E 

07933 

POPA.  Q 

07559 


P0PE3CU,  EA 

07858 
POPKOVA,  QA 

07378 
POPMIHAILOV,  D 
07731 
.  PORTER,  AA 
07919* 
POTTENOER,  LA 

07U13 
POTTER,  VR 

07330*  07U26 
POULSEN,  H 

07907* 
POUS,  JQ 

060U3 
POUYET,  M 

07676 
PRELOQ,  M 

08037 
PRICE  EVANS,  DA 

07U77* 
PRICE,  JB  JR. 

07821* 
PRIVETT,  03 

07U22 
PR0KUB0V3KI,  VI 

07507 
PROTS,  RA 

07606 
PRUITT,  BA  JR. 

07971t« 
PUM,  H 
O77OU 
PURCELL,  RH 

0792U   07931 
PUTOWSKA,  A 

08005 
PYLT30V,  IM 
07522 

eUAADE,  F 

07651* 
QUEVAUVILLIERS,  J 

07881 

RACOUOHOT,  JE 

O77I12 
RADEV,  *l 

079U1 
RADU,  D 

075911 
9AEBURN,  C 

07983* 
RAHA,  PK 

07977* 
RAMADAN,  MA 

06066* 
RAMALINQASWAMI,  V 

07959* 
RAMASARMA,  T 

07365 
RAMBO,  WM 

07875   06013* 
RANDOLPH.  JQ 

0751l2* 
RANKEN,    R 

O7I1SU* 
RAO,    SN 

07232 
RATNASABAPATHY,  PM 

07783 
RATZENHOFER,  M 

07211 
RAUSCHER,  QE 

07355 
RAVAULT,  PP 

0781U 
PAVEN,  RW 

07761 
RAYNOV,  R 

0751;7 
PEAD,  AE 

O7I182* 
RECKNAQEL,  RO 

07327* 
REDDY,  J 

07320*  07325* 
REDTENBACHER,  M 

07669 
REEE,  WD 

07)j86* 

REOOLI.  D 

07267* 


i 


REQUEIRA,  J 

08009 
REHBEIN,  F 

07556 
REHNER.  M 

076U1 
REINHARDT,  K 

07573 
REINKE.  HT 

0721*  ll« 
REISSMAN.  C 

071l«0 
REISSMANM,  Q 

0781i8 
REMMER.  H 

07336* 
RENQER.  F 

0785U 
REPOLT,  A 

07799 
RESTHEPO,  JE 

07805 
RETTENMAIER,  Q 

07509 
RITTURA,  g 

07U60 
REUBER.  MD 

07898* 
REVICH,  QG 

07376 
REY,  F 

07721 
REY,  J 

07721 
REYES,  H 

071*18   07901* 
REYNOLDS,  PD 

07330*  071i2« 
REZELMAN,  G 

07388 
RIBET,  A 

07230 
RIDER,  JA 

07285* 
RIFENBERICK,  DA 

073U5* 
RIKIMARU,  A 

672«li« 
RINOERTZ,  0 

07910* 
RIUS,  JM 

0786U 
RIVOIRE,  J 

077U2 
ROBERT.  A 

07291* 
ROBINSON,  BV 

07863 
ROBINSON,  SH 

07338* 
ROCHE,  J 

079U6 
RODQERS,  JB  JR. 

072H2*  07790* 
RODIER,  D 

07733 
RODILES,  DH 

0751t3* 
RODRIGO,    C 

07317* 
RODRIGUEZ,  H 

07227 
ROEDER,  HU 

07597 
ROGERS,  AW 

07U71 
ROGERS,  CG 

07652* 
RONAT,  R 

07881 
ROSATO,  EF 

07981* 
ROSATO,  FE 

07981*  08010 
R030H,  J 

07515 
ROSENTHAL,  AS 

O73I1O* 
ROSS,  G 

07515 
ROSSETTI,  M 

07566 
ROTTHAUWB,  HW 

071l57 


ROUHANI,  A 

077U2 
ROWAN,  T 

07822* 
HOY,  3 

07959* 
PUBENSTEIN.  B 

O7I12I 
RUBINSTEIN.    D 

07U21 
RUCKEBUSCH.  Y 

0727U 
HUDNEVA,  VE 

07511 
HUFF.  F 

07956* 
SUMENOV,  I 

08059 
RUNE.  SJ 

07303* 
RUNEBEHG.  I 

08062 
RUSANOV,  AA 

07796 
RUSSELL,  PS 

0761t7* 
RYGVOLD,  0 

07789* 
RYTEL,  B 

07233 
RYTOMAA,  T 

07578* 

SABESIN,  SH 

O73I16* 
3ACCA,    JD 

07773 
SACHS,    G 

07281* 
3ACHWEH,  D 

07629 
SACKS,  H 

O73O8* 
SADOWSKI.  J 

07233 
3ADRI,  3 

07708* 
SAENKO.  A3 

O7I1O2 
SAFONOVA,    LP 

07951 
SAHIB,  MK 

071tUl 
3AK0DA,  TH 

07661 
SALEM,  G 

O8O57 
SALINAS  MADRIGAL.  L 

07862 
SALMON.  PR 

07U82* 
SAMUEL.  KC 

0806l(* 
SAN  JULIAN.  M 

08007 
SANCHEZ  RAMOS,  JA 

0807U 
SANCHEZ,  J 

07866 
SANDBORN,  EB 

0722U 
SANDERSON,  I 

07591 
SANFORD,  JP 

07U50* 
SANFORD,  PA 

07260 
SANTINI,  R  JR. 

07712* 
SARMA,  DSR 

07368 
SASAQAWA,  T 

07210* 
3A3AMURA,  M 

07992 
3ASTRE  QALLEGO,  M 

077  ll3 
SATO.    M 

07il51* 
SATO.    Y 

075U8 
3ATZMAN,  ML 

07236* 


SAUNDERS.  SJ 

078kO* 
3AVARY.  P 

G730U* 
3AVILAHTI,  E 

0771U* 
SAVINA.  MI 

07376 
SAXENA.  S 

080611* 
SCHAEFER.  0 

07U31 
SCHAEFFER.  BT 

07631* 
SCHAEFFER.  JL 

07925 
SCHAER.  JC 

07335* 
SCHAFFERUS.  3 

0733l«* 
3CHAMAUN.  M 

07529 
SCHAPIRO.  H 

07283* 
SCHARRER.  E 

07262 
SCHEELE,  Q 

07761 
3CHELD.  H 

O7I1I6 
SCHETTLER,    CH 

07939 
SOHEUER,  PJ 

07891*  07953* 
SCHEUNER,  G 

07219 
SCHINDLER.  R 

07323*  07335* 
SCHMIDT,  A 

073U1* 
SCHOBER,  A 

07937 
SCHOENFIELD,  LJ 

07315* 
SCHONBERGER,  W 

0787U 
SCHHEIBER,  HW 

O76I1I 
SCHRODER.  HJ 

07688 
SCHROEDER.  DD 

079U5 
3CHULZ,  D 

07526 
SCHUSTER.  Q 

07605 
SCHUTTERLE,  G 

07887 
SCHWARTZ,  E 

071l68* 
SCHWILDEN.    ED 

07761 
3CISCENTI,    J 

07ll33 
SCORPIO,    RM 

0731l5* 
SCOTT,    DF 

07330* 
SEDLACEK.  J 

07U15 

SEGAL,  GM 

07U03 
SEGAL,  3 

07738   07763 
3EIDEL,  R 

078U8 
SEIFTER,  E 

07U60 
SELLEK,  A 

07518 
SELTZER,  MH 

08010 
SELWAY,  JWT 

07927 
SEMB,  LS 

07789* 
SENQUPTA.  KP 

07977* 
SESTOFT,  L 

07907* 
SSTH,  ON 

0806U* 
SETLACEC,  D 

07596 


SEUBERTH.  K 

0771l9 
SHACKMAN,  R 

07920* 
SHANLEY,  BC 

07869 
3HARBAUQH.  RJ 

08013* 
SHARE.  8 

07809 
3HAPP,  HL 

07970 
SHAH.  GP 

0739H 
SHCHEZHIN,  VA 

071l67 
SHERLOCK.    3 

07891*  07953* 
SHIELDS,  MA 

07650* 
SHIELDS,  RP 

0782U* 
3HIKATA,  T 

07962 
SHIMOJO,  T 

07Ullt 
SHINDIAIKIN,  AP 

07812 
SHINER,  M 

07719 
SHINIIZKY,  M 

07288* 
SHIOYA,  A 

07I1O8   07UO9 
SHOEMAKER,  RL 

07281* 
3H0HET.  SB 

071t88* 
3H0LZ,  KF 

07381 
SICOT,  C 

O79I16 
SIDOROV,    JJ 

07552 
SIDRANSKY,  H 

07368 
SIE,  HQ 

07387 
SIEQENTHALER,  W 

07615* 
SIEKEVITZ,  P 

O723I1 
3ILEN,    W 

07699* 
SIMEK,  J 

07U15 
SIMI,  M 

07890 
SIMMONDS,  WJ 

07255* 
SINCLAIR,  DG 

0721*8* 
SINGH,  MM 

07681 
SIRCUS,  W 

07658* 
SIT,  KH 

07216 
SITNIK.  AP 

075711 
SIURALA,  M 

07706* 
3KARDOUT30U,  A 

08017* 
SLATER,  TF 

07326* 
SMIGLA.  K 

07675 
SMITH,  AD  JR. 

08023 
SMITH,  AE 

07235 
SMITH,  I 

07382 
SMITH,  JW 

07U50* 
SMITH,  MGH 

07838* 
SMITH,  MW 

07US5 
SMITH,  RB 

072U5* 

SMITH,  T 

0781*1* 


SMOLDERS.  AP 

07339* 
SMULEWICZ,  JJ 

07SUO* 
SMYTH,  DH 

07260 
SNELL,  K 

07385 
SNOOK,  JT 

07301*  07302* 
SOCHA,  J 

07718 
SOEBEQQ,  B 

07621* 
SOKHIN.  AA 

07923 
SOLAN,  MJ 

08006 
SOLIS  HERRUZO,  JA 

080711 
SONQ,  OS 

0731I.O* 
30PRANZI,  N 

07289* 
SOTANIEMl,  E 

07892* 
SOUADJIAN.  JV 

078811 
SPANO,  C 

079UU 
SPARKS.  R 

078215* 
SPARKS,  HD 

C7521 
SPARSHOTT,  SM 

07897* 
SPARTERA.  C 

07890 
SPAY,  Q 

07799 
SPELLBERQ,  MA 

07829* 
SPERANZA,  ML 

07U23 
SPRUYT,  JEL 

07369 
SRIVIVA3AN,  S 

07327* 
STADELMANN.  0 

07615* 
STANCIU,  Q 

0800U 
STANESCU,  L 

07858 
STANLEY,  N 

07956* 
STATE,  D 

07U79* 
STAUDACHER.  M 

C8OI1I1 
STAUDINGER,    H 

07395 
STEARNS,  F 

0731t5* 
STEOKEL,    RJ 

07515 

STEIQER,  E 

08010 
SIEMPIEN,  SJ 

075U3* 
STEPHEN,  KU 

07ll7O 
STERNER,    Q 

079I8* 
STERNON,  J 

08058 
STEWART,  ET 

07519 
STEWART,  JS 

07709* 
STIRNEMANN.  H 

07533   0756U 
STOICA,  T 

07636 
STOIOULESCO,  P 

07685 
STOLTE,  M 

07615* 
3T0PPA 

07737 
STOUQHTON,  JA 

07205* 
STOWE,  DF 

07291* 


STOYANOV,  S 

07997 
3TRACK,  PR 

071l79* 
STREFFER,    0 

07331»* 
STREITZIG,    P 

07887 
3IRICK,  JJTWA 

07322* 
STRUCK,  E 

07U68 
STUCKER,  FJ 

OBOlil 
3TYPULK0WSKI.  0 

07600 
SUBA,  AR 

07752 
3UGAWARA,  T 

07500 
SUQIMURA,  T 

071|67*  076m 
SULLIVAN,  HR 

071l36 
SULLIVAN,  M 

07981* 
SULLMAN,  SF 

07935 
SUMANOVAC,  2 

07516 
3UMIY0SHI,  A 

07870 
SUN,  3C 

07831* 
SUNDUREN,  R 

07565 
SUR,  BK 

080611* 
3US0,    FA 

07250* 
SUBSET,  J 

O786I1 
SUTNICK,  AI 

07913* 
SUZUKI,  H 

07553  07739 
SUZUKI,  T 

07693 
3VECHKIN,  VN 

07923 
3V0B0DA,  D 

07320*  07325* 
SWELL,  L 

07971* 
3WIET0CH0W3KI,  A 

08050 
3WITAL3KI,  W 

08050 
SZCZEPSKI,  0 

07718 
9ZE,  PY 

07355 

TACHIBANA,  3 

07307* 
TADA,  K 

07837* 
TADANO,  H 

07228 
TAFT,  DM 

07925 
TAFURI,  WL 

O8O7I 
TAJADURA,  F 

06007 
TAKAHASHI,  M 

07825* 
TAKAHASHI,  T 

07590 
TAKAHASHI,  Y 

07U22 
TAKE3HIQE,  K 

07821* 
TALJAARD,  JJF 

07869 
TAMER,  MA 

07Slll* 
TANAKA,    N 

07U87* 
TANIMOTO,  K 

O72UO* 
TAPPIN,  A 

076li5* 


TARBUTT,    RQ 

078113* 
TARPILA,    3 

07578* 
TAVEHNIER,  J 

07685 
TAWES,  RL  JR. 

07876 
TAYLOR,  AE 

07252* 
TAYLOR,  KW 

07793* 
TAYLOR,  PE 

07930 
TELATAB,  H 

C7525 
TELFER  BHUNTON,  WA 

07656* 
TENO.  MH 

071t32 
TERBLANCHE.    J 

078!i0* 
TERMET,    H 

07960 
TES3IER,  JP 

07562 
TEWS.  K 

07220 
THEOPHIL,  B 

07612 
THIEDEN,  HID 

073m* 
THOMAS,  GQ 

O798I1* 
THOMAS.  J 

O8O3I 
THOMSON,  ABR 

0721i6* 
THCM33EN.    R 

07937 
TICHONICKY,  L 

073111* 
TILLS,    D 

076U0 
TILLE3,  JQ 

07908* 
TING,  SM 

O7I1O7 
TOBON,    F 

07958* 
TODD,    RM 

07919* 
TOLOSA,  EA 

07356 
TOMADA,  D 

07676 
TOMAN,  J 

07208* 
T0MA3  RIDOCCI,  M 

07566 
TOMINAQA.  J 

0602U 
TONQ.  MJ 

07831*  0801i5 
TONO.  M 

07689 
TORIZUKA.  K 

07U91* 
TORRES  DA  COSTA,  AC 

07720 
TORRES  PEREIRA,  A 

07951(* 
TOUCHSTONE.  JO 

07350* 
TOUZANI,  A 

07637 
TOUZARD,  RC 

07762 
TOWNE,  JB 

0772lt* 
TREICHEL,  J 

07630 
TROJANOWSKI,  W 

07755 
TROLL,  U 

07861 
TRUDEAU,  Wl 

08039 
TSOUKAS,  3 

07917* 
TSUOHIDA,  H 

07992 
TSUKADA,  H 

07228 


TSUKADA,  M 

07896* 
TSUKIOKA,  T 

07U96 
TSUTSUMI,  H 

08065* 
TUDOSE.  N 

07903 
TUrlELL,    WP 

0751l2* 
TURNER.    QC 

07919* 
TURSKA.  R 

07393 
TWEEDIE,  MCK 

07U77* 
TWOMEY.  JJ 

07566* 
TYQSTRUP,  N 

073141* 
TYLEN,    U 

07900* 
TYRRELL,  JB 

07US2* 

ULLRICH,  V 

07395 
UL3TRUP,  JC 

0791t3 
UMEK,  H 

07528 
UMIN3KA,  H 

07233 
URBAN,  A 

07627*  07626* 
URCIUOLI.  A 

O79I1O 
USHAKOV,    AN 

07376 

VADAKAN,  VV 

07795* 
VALBEHQ,  L3 

072U6* 
VALDEBOUZE,  P 

07212 
VALENCIA-PARPARCEN,  J 

08056 
VAN  ACKEREN,  H 

076m 
VAN  HEE,  RHGG 

079011 
VAN  HOLSTEYN,  CWM 

07322* 
VAN  HOOF,  F 

071l83* 
VAN  LESSEN.  H 

07602 
VAN  MAELE,  E 

07691 
VANDENHENDE,  J 

08052 
VARADARAJAN,  MO 

07987 
VARBANOV,  V 

079U1 
VARCO,  RL 

07680 
VARIS,  K 

07578* 
VARh'A,  RR 

07953* 
VARRO,  V 

07226 
VARSHAVSKI,  IV 

07638 
VASCONOELLOS,  D 

06009 
VA3ILI0,  M 

076US 
VASQUEZ,  HA 

08027 
VAVER,  VA 

07378 
VELEZ-GARCIA,  E 

07712* 
VELICHENKO,  VM 

0805U 
VENKATARAMAN,  MS 

07987 
VENOUIL,  J 

07770   07786 
VENTURA,  E 

07952 


i 


VERNEY.  E 

07368         » 
VIELLE  BHEITBURE.  F 

07U01 
VIONEAULT,  M 

075S)i 
VIQNOLI,  R 

07990 
VILCULESCU.  C 

07903 
VILDE,  JL 

07905 
VILKKI,  P 

07817 
VILLAND,  J 

079«5 
VILIANUEVA.  ND 

07S8«# 
VINZ,  H 

07695 
VISAKORPI,  JK 

O77IU* 
VITHE3P0N0SE,  P 

07538* 
VIAHCEVIC,  ZR 

07971* 
VON  BEROEN.  M 

07617* 
VON  DER  0E13NITZ.  G 

07556 
VON  ENQELHARDT.  M 

07277 
VON  ZEDTWITZ,  J 

C763U 
VOORHEES.  AB  JR. 

07821* 
VORSTER,  C 

08036 
VOS/  JQ 

07322* 
VUILLARD,  P 

07770   07786 

WACKEP,  P 

071l6U 
WAQNER,  A 

07791 
WAQNER,  M 

07U38 
WAITE,  M 

07U06 
VAKIM,  KQ 

0731*9* 
WALIQOHA,  A 

07718 
WALIQORA.  Z 

O77I8 
WALKER,  ARP 

07757 
WALKER,  BA 

07U77* 
WALLER,  SL 

07777 
WALLIS,  C 

07928 
WALROND,  EP 

0780U 
WALSH,  JH 

08020* 
WANSCHER,  B 

07577* 
WARREN,  3 

O7I1I15 
WASTELL,     C 

07587* 
WATANABE,  K 

07739 
WATANABE,  T 

07906 
WATERSON,  AP 

07920* 
WATKIN,  DEL 

0798U* 
WATSON,  CJ 

07636* 
WEBB,  WW 

07337* 
WEICHERT,  PF 

08023 
WEIQEL,  I 

07218 
WEIGENT,  CE 

07832* 


WEILAND,  LH 

07535* 
WEILL  BOUSSON,  M 

07735 
WEINSTEIN,  IB 

07U33 
WERDER,  t 

07806 
WERNER.  A 

07860 
WESTER,  PO 

0779U* 
WESTON.  AH 

07266* 
WHIPP,  3C 

07655* 
WHITE,  QBB 

07919* 
WHITE,  JJ 

0751il* 
WHITTAKER,  WB 

08038 
WIDMAIER.  F 

07292* 
WILHELM,  P 

076U0 
MILKOSZEWSKI.  R 

08035 
WILLIAMS,  CN 

071l73* 
WILLIAMS.    Q 

07978* 
WILLIAMS.  JA 

07700* 
WILLIAMS,  LF  JR. 

076SU* 
WILLIAMS,  R 

07793*  07838* 
WILLINQHAM.  TA  III 

071llt5 
WILSON.     E 

07767 
WILSON.  ER  JR. 

07252* 
WILSON.  FA 

07790* 
WILSON,  R 

07USU* 
WINKLER,  K 

07907* 
WISHAHI,  AQ 

07853 
WISSDORF,  H 

07373 
WISSOCQ,  P 

07309* 
WITTE,  CL 

08016* 
WITTE,  MH 

08016* 
WITZ,  JP 

07567 
WOJAKOWSKI,  I 

08003 
WOLD,  JK 

O7I159 
WOLF.  G 

07U58 
WOLFE,  L 

07909* 
WOLMA,  FJ 

07U80* 
WONG.  P 

07732 
WONG.  WC 

07216 
WONIGEIT,  K 

07926 
WOOD.  EH 

07U69 
WOOD.  M 

07620* 
WOOLVERTON.  WC 

06023 
WORKING,  H 

07303* 
WORTMANN,  W 

07350* 
WOTMAN.  3 

07797 
W0US3EN-COLLE,  MC 

07293* 
WRATE,  RM 

07727* 


WRIGHT,  EM 

07339* 
WRIGHT,  PJM 

07572 
WYNN,  TE 

07779 

YAMADA,  EW 

07235 
YAMADA,  S 

07237* 
YAMAGATA.  3 

07S00 
YAMAQWHI,  G 

07500 
YAMAGUCHI,  H 

O76I12 
YAMANAKA.    J 

07693 
YAMASAKI.  H 

07333* 
YAMASAKI.  K 

07333* 
YAMA3HINA,  I 

07U51* 
YANAGI3AWA,  T 

07590 
YANAKA,  M 

07972* 
YANG.  TH 

07S1U 
YA30V,  K 

07602 
YASUI,  H 

071l27 
YASUMA,  T 

07972* 
YAWALKAR,  SJ 

07766 
YEH,  YY 

071i29 
YEUNO,    CY 

078U6* 
YOKOYAMA.  Y 

07237* 
YOSHIDA,  T 

07837* 
YOUKER,  JE 

07205* 
YU.  JY 

O75II1 
YU.  VYH 

078li6* 

ZABEGALSKIA,  ZK 

07751 
ZAHN.  DGH 

08028 
ZATERKA,  3 

07720 
ZAVARSKY.  F 

0799U 
ZB0RAL3KE,  FF 

07519 
ZEITOUN,  P 

07215 
ZETLER,  Q 

07270* 
ZGLICZYNSKI,  3L 

07502 
ZHARKOV,  lA 

O7I1O2 
ZIEQLER,    DM 

07386 
ZIEGLER,  R 

07292* 
ZIERDT,  OH 

07282* 
ZIMMERMAN,  HJ 

0731l6* 
ZINEVICH.    VP 

07796 
ZUCKER,  LM 

07209* 
ZUCKERMAN,  AJ 

07930   07935 


SUBJECT  INDEX 


NUMBERS    FOLLOWED    BY    AN    ASTERISK    (*)    REFER    TO    ABSTRACTS    IN    THE   TEXT.       OTHER    NUMBERS    REFER   TO    CITATIONS    ONLY. 


ABDOMEN    ANGINA 

SEE      MESENTERY    VASCULAR    DISEASES 
ABDOMEN    ANGI0QBA1>HY 

075011      07507      07528      07885 
ABDOMEN    IN    OHUDREN 

07721      O801i3 
ABDOMEN    IN    CHILDREN^ ACUTE 

07695 
ABDOMEN    INFECTIONS 

SEE      PESITONITIS 
ABDOMEN    NEOPLASMS 

08060 
ABDOMEN    PARACENTESIS 

071l80«    077211*    07728* 
ABDOMEN    PERFORATION 

071j80* 
ABDOMEN    RADIOLOGIf 

07520 


ABDOMEN  SURQEPY 
07520   08011 

ABDOMEN  TRAUMA 
07U80*  07505 


08015*  08026 
07533 


0801i7   08055 


07676   07678   07721i*  07799 

07899*  07900*  0790I1   08016   080)ili   080li9   08063 
ABDOMEN  THAUMA  IN  CHILDREN 

07692   07895* 
ABDOMEN  TREATMENT 

0801;  It 
ABDOMEN, ACUTE 

07999   O8OII1*  08036   08055 
ABSCESSES, LARGE  INTESTINE 

077S1 
ABSORPTION, AGE  EFFECTS  ON 

07237* 
ABSORPTION. AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 

072I16*  07256   07261 
ABSORPTION. BILE  SALT 

072S)l»  07982* 
ABSORPTION. BILIARY  TRACT 

07258 
ABSORPTION. CALCIUM 

07253* 
ABSORPTION. CARBOHYDRATE 

0721i9* 
ABSORPTION. COBALT 

072)i8* 
ABSORPTION. DRUG 

0721l3*  0721i5* 
ABSORPTION, DRUG  EFFECTS  ON 

07238*  O721l0*  072U1*  072lj2*  072U9*  07250*  07321* 
ABSORPTION. ELECTROLYTE 

072U0* 
ABSORPTION. FAT 

07705*  079511* 
ABSORPTION. FATTY  ACID 

0721iO»  072511* 
ABSORPTION. FRUCTOSE 

07239*  0721i9*  07251* 
ABSORPTION. GALLBLADDER 

07982* 
ABSORPTION. GLUCOSE 

07238*  07239*  07321* 
ABSORPTION. IRON 

072li8* 
ABSORPTION. LARGE  INTESTINE 

07262 
ABSORPTION. LIPID 

0721i2*  07309*  07718 
ABSORPTION. MINERAL 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
ABSORPTION. PROTEIN 

O72I16* 
ABSORPTION. SMALL  INTESTINE 

07236*  07237*  0721i0«  072lil»  0721i2*  072Ull*  0721i6« 

0721i9*  07252*  07253*  072SU*  07255*  07256   07257 

07260   07696   07719 
ABSORPTION. SODIUM 

072U7*  07262   071iS5 
ABSORPTION. STOMACH 

07236* 
ABSORPTION, TRACE  ELEMENT  AND  MINERAL 

07257 
ABSORPTION. VITAMIN  B12 

07236*  07237*  07705*  07788* 
ABSORPTION. WATER 

0721»7*  07262 
ABSORPTION, ZINC 

07250* 
ACID  SECRETION, STOMACH 

07280*  07281*  07281i«  07287*  07269*  07290*  07292* 

07296*  07310*  07586*  07616*  07621*  07630   07635 
ACID  SYNTHESIS. FATTY 

07375 


OOACID  SYNTHESIS, LIVER  NUCLEIC 
07316*  07335*  07379 
ACIDOSIS 

07833* 
ACUTE  ABDOMEN 

07999   oaoili*  08036   08055 
ACUTE  ABDOMEN  IN  CHILDREN 

07695 
ACUTE  HEPATITIS 

07905   07909*  07911* 
ACUTE  PANCREATITIS 

07812   07813   07818   07819 
ADHESIONS 
08015* 
ADRENERGIC  AGENTS 

07206*  072611*  07266*  071|75» 
ADRENERGIC  BLOCKING  AGENTS 

07266* 
AFLATOXIN 
SEE   LIVER  CARCINOGENESIS 
SEE   STOMACH  CARCINOGENESIS 
0788?     AGE  EFFECTS  ON  ABSORPTION 
07237* 
AGE  EFFECTS  ON  LIVER 

07330*  073110*  07353   07351i   07363  07392  07U16   07866 
AGE  EFFECTS  ON  RECTUM 

O72II1 
AGE  EFFECTS  ON  SMALL  INTESTINE 

07220 
AGE  EFFECTS  ON  STOMACH 

07627*  07628* 
AGE  FACTORS 

07663   06010 
AGE  FACTORS  IN  CHOLELITHIASIS 

07990 
ALBUMIN 
SEE  ALSO   LIVER 
SEE  ALSO   PLASMA  PROTEINS 
072UU*  07383   07381i 
ALCOHOL 
SEE  ALSO   FATTY  LIVER 
SEE  ALSO   PANCREATITIS 

07286*  073011*  07561*  07880 
ALCOHOL  EFFECTS  ON  LIVER 

07317*  0731l5*  C731i6*  07355 
07896*  07958* 
ALCOHOL  EFFECTS  ON  SMALL  INTESTINE 

071l53* 
ALCOHOL  IN  CIRRHOSIS 

07827* 
ALCOHOL  METABOLISM 

0731ll*   0731l5*   071131 
ALKALINE    PHOSPHATASE 

071i77*    071l92*    07530 
ALLERGIES 

SEE   IMMUNOLOGY 
ALLERGY 

07773 
AMEBIASIS  DIAGNOSIS 

08069 
AMEBIASIS  EFFECT.'?  ON  LIVES 

08069 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION 
072ll6*  07256   07261 
AMINO  ACID  METABOLISM, LIVER 

07330*  0731ili*  07369   07837* 
AMINO  ACIDS 

071t73* 
AMMONIA  EXCRETION, LIVER 

07329*  0781i7* 
AMPULLA  OF  VATER 
08002 
072ll7«    AMYLOIDOSIS 
07259        08022 

ANASTOMOSIS 

07650*  07651*  07683 
ANEMIA 
SEE  ALSO   LIVER  DISEASES 
SEE  ALSO   VITAMIN  B12 
08062 
ANEMIA, HEMOLYTIC 

07856 
ANEMIA, PERNICIOUS 

O758I1*  07586* 
ANESTHESIA  IN  ENDOSCOPY 

07U86* 
ANEURYSMS 

07890   07979* 
07293*    ANGINA, ABDOMEN 

SEE   MESENTERY  VASCULAR  DISEASES 
ANGIOGRAPHY  IN  CANCER  DIAGNOSIS 
07526   076011   O8OII1* 


0739I1   07508   07856   07861 


07Jl53*  07896*  07958* 


ANaiOOBAFHY.ABSOMEN 

07Seli   07S07   07S28   07885 
ANOIOORAPHY.QASTROINTESTINAI 

07515 
ANQIOORAPHY, LIVER 

07521   07825*  07899*  07900* 
ANQIOOBAPHY, MESENTERY 

07890 
ANQIOQRAPHY.MESESTERY 

07526 
ANQIOQRAPHY.SMALl  INTESTJNE 

07227 
ANQIOMA 

08002 
ANICTERIC  HEPATITIS 

07912*  07938 
ANOMALIES, ANUS 

077l;l     077«7 
ANOMALIES, BILIARY    TRACT 

07995 
ANOMALIES, CONQENITAL 

07539*  07795*  07826*  07837*  078l4lt»  07862   07868   07897* 

07960 
ANOMALIES, ESOPHAQUS 

07538* 
ANOMALIES, GALLBLADDER 

07983* 
ANOMALIES, LARGE  INTESTINE 

07731 
ANOMALIES, RECTUM 

O77I1I 
ANOMALIES, SMALL  INTESTINE 

076U9* 
ANORECTAL  SURGERY 

077U1   07759   07768   07772 
ANTIBIOTICS 

07208*  07391   07997   08019* 
ANTIBIOTICS  IN  LIVER  INJURIES 

0733U*  07892* 
ANTIBIOTICS  IN  MALABSORPTION  TREATMENT 

07712* 
ANTICHOLINERGIC  AGENTS 

07633 
ANTIEMETICS 

SEE   VOMITING 
ANTRUM, PYLORIC 

07268*  07627* 
ANUS  ANOMALIES 

0771*1   07767 
ANUS  CANCER 

07768 
ANUS  DISEASES 

0771t2   0771(U   077U6   07766   07771 
ANUS  NEOPLASMS, MALIGNANT 

07732   07735   077U3   07759 
ANUS  SURGERY 

07730   07732 
ANUS  TREATMENT 

07772 
APPENDICITIS 

07761   07765 
APPENDICITIS  DIAGNOSIS 

071i95  07517 
APPENDICITIS  ETIOLOGY 

0778U 
APPENDICITIS  IN  CHILDREN 

07!i95 
APPENDIX 

0771(7   07751 
ASCITES 

SEE   CIRRHOSIS 
ASCITES  IN  CIRRHOSIS 

07955* 
ATHEROSCLEROSIS 

07877   08028 
ATRESIA, ESOPHAGUS 

075U2* 
ATRESIA, SMALL  INTESTINE 

07687 
ATROPHIC  GASTRITIS 

07582   0758U» 
ATROPHINE 

07290* 

BACTERIA 

07282* 
BACTERIAL  TOXINS 

07652*  07655* 
BALANCE  STUDIES, METABOLIC 

07317*  07619*  O779I1* 
BENIGN  DUODENUM  NEOPLASMS 

07750 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

07723* 


BENIOH  LIVER  NEOPLASMS 

07881 
BENIGN  MESENTERY  NEOPLASMS 

080113 
BENIGN  REOTUM  NEOPLASMS 

07723* 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

07662 
BEZ0AR3 

07591 
BICARBONATE  SECRETION, PANCREAS 

07303* 
BILE  ACID  METABOLISM 

07311*  07331*  07332*  07333*  07971*  07978* 
BILE  ACIDS 

07315*  071t5U* 
BILE  ANALYSIS 

073U3*  07U90*  07978* 
BILE  COMPOSITION 

07310*  073U3*  071i76*  07U90*  07971*  07982* 
BILE  DUCT, COMMON 

07503 
BILE  EXCRETION 

07332*  07705*  07786* 
BILE  METABOLITES, URINARY 

07332*  07830* 
BILE  MICROORGANISMS 

07977* 
BILE  PIGMENTS 
SEE   BILIRUBIN 
SEE   CHOLESTASIS 
BILE  SALT  ABSORPTION 

0725U*  07982* 
BILE  SALTS 

07251*  07255*  07309*  07658* 
BILE  SECRETION 

07310*  07326*  0731t8*  0731l9*  07U73*  07867   07973* 
BILE  SECRETION, DRUG  EFFECTS  ON 

07315*  07338* 
BILE, DIGESTIVE  ACTION  OF 

07706* 
BILIARY  CIRRHOSIS 

07953* 
BILIARY  DISEASE  IN  CHILDREN 

071(88* 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIAS^IS 
SEE   GALLBLADDER 
BILIARY  TRACT  ABSORPTION 

07258 
BILIARY  TRACT  ANOMALIES 

07995 
BILIARY  TRACT  CYSTS 

07995   O8O3I1 
BILIARY  TRACT  DIAGNOSIS 

07U79*  07U88*  07522   07961*  08000 
BILIARY  TRACT  FISTULAS 

07522 
BILIARY  TRACT  HISTOLOGY 

0731l9» 
BILIARY  TRACT  MICROORGANISMS 

079711* 
BILIARY  TRACT  MOTILITY 

07265*  073U9* 
BILIARY  TRACT  NEOPLASMS. MALIGNANT 

08008 
BILIARY  TRACT  OBSTRUCTION 

,  07830* 
BILIARY  TRACT  PATHOLOGY 

07922* 
BILIARY  TRACT  SURGERY 

07975*  07992   0799I1   07996 
BILIARY  TRACT, DRUG  EFFECTS  ON 

07326*  0731(9* 
BILIARY  TRACT, TOXIC  EFFECTS  ON 

07326* 
BILIRUBIN 

07U85*  07822* 
BILIRUBIN  METABOLISM 

07338*  071(81*  07830*  07835*  07853 
BIOCHEMISTRY, LIVER 

07223   07235   07356   07359   07366   07395   07397 

07U01   071(0li   071(05   07U08   071(09   071(10   071(33 

071(37   071(38   071(39 
BIOCHEMISTRY, PANCREAS 

O73O6* 
BIOCHEMISTRY, SALIVARY  GLAND 

07797 
BIOPOTENTIALS. GASTROINTESTINAL 

07269*  07281*  071(76* 
BIOPSY, GASTROINTESTINAL 

08052 


07398 
07U36 


BIOPSY, LARGE  INTESTINE 

07SOO 
BIOPSY, LIVEP 

07U89*  07860   07912* 
BIOPSY, PECTUM 

071i97   07725* 
BIOPSY, SMAll  INTESTINE 

07500   0761i9*  07709*  07715 
BIOPSY, STOMACH 

07599 
BLEEDING 

SEE   ESOPHAGUS  VARICES 
BLEEDING  DIAGNOSIS 

07U93* 
BLEEDING  DIAGNOSIS, RADIOLOGY  IN 

07580* 
BLEEDING  ETIOLOGY 

07581*  07«29 
BLEEDING  IN  CHILDREN 

07«9l 
BLEEDING  PEPTIC  ULCERS 

07581*  0761t5 
BLEEDING  TREATMENT 

07576   07580*  07597 
BLEEDING, GASTROINTESTINAL 

071i93*   0751i5     07579*   07580*   07561*  07597     076o7 

07629   07637   07662   07691   078o8»  08021*  08059 
BLEEDING, SURGICAL  TREATMENT  OF 

076US 
BLIND  LOOP  SYNDROME 

07710* 
BLIND  LOOP-INDUCED  SECONDARY  MALABSORPTION 

07251*  07710* 
BLOCKING  AGENTS, ADRENERGIC 

07266* 
BLOOD  COAGULATION  IN  LIVER  DISEASES 

07951 
BLOOD  GROUP  SEOHETOH  STATUS 

07U77* 
BONE  DISEASES 

07711*  07817 

CALCIUM 

07276   07292*  07797 
CALCIUM  ABSORPTION 

07253* 
CALCIUM  METABOLISM 

07583* 
CALCULI, PANCREAS 

07«0S 
CANCER  CHEMOTHERAPY 

07793*  07829* 
CANCER  DIAGNOSIS 

07U87*  07U99   07513   OSOliO 
CANCER  DIAGNOSIS. ANGIOGRAPHY  IN 

07528   076011   080111* 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

07601i   0761U   07823*  0801U« 
CANCER  METABOLISM 

07316*  07I1I7   07793* 
CANCER  PATHOLOGY 

07585* 
CANCER  SURGERY 

075U8   07605  07753   077*9   07787* 
CANCER  SURIVAL  RATES 

07733 
CANCER  SURVIVAL  RATES 

07829* 
CANCER  TREATMENT 
0756U   07829* 
CANCER  TREATMENT, RADIOTHERAPY  IN 

07569 
CANCER, ANUS 

07768 
CANCER, DISEASES  ASSOCIATED  WITH 

0788U 
CANCER, ESOPHAGUS 

07553   07560   07S«ll 
CANCER, LARGE  INTESTINE 

07726*  0771(5   07757   07770 
CANCER, LIVER 

0783U*  076U9 
CANCER, METASTATIC 

078311* 
CANCER, PANCREAS 

07798 
CANCER, RECTUM 

07768 
CANCER, STOMACH 

07589   07605  07612  0761l» 
CARBOHYDRATE  ABSORPTION 

0721l9* 
CARBOHYDRATE    DIGESTION 
07I1SI* 


CARBOHYDRATE  METABOLISM 

07239*  07U28   07U52*  07U57   0781i2*  O788O   07969 
CARBOHYDRATE  METABOLISM .LIVER 

073U1*  07387   07826* 
CARBOHYDRATES 

07372 
CARBOHYRATE  METABOLISM 

07U63 
CARCINOGENESIS 

07lil9      O8OI1O 
CARCINOGENESIS, LIVER 

07897*  07898*  07906 
CARCINOGENESIS, STOMACH 

07590 
CARCINOGENS 

073211*  07590 
CARCINOID  SYNDROME 

SEE   CARCINOIDS 
CARCINOIDS 

07653*  07686   07689   07761   07801i 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 
071i75*  0781i2*  07961 
CATHARTICS 
SEE   LAXATIVES 
07613     CECUM 
0^072        07731 

CELIAC  DISEASE 

07707*  07709*  0771U*  07717   07721 
CENTRAL  NERVOUS  SYSTEM 

07355   07537*  07626*  07809   07811 
CHEMICAL  COMPOSITION, LIVER 

07225   07362   07389   07826« 
CHEMICAL  COMPOSITION, PANCREAS 

07302* 
CHEMICAL  TOXINS 
SEE   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE   TOXIC  EFFECTS  ON  LIVER 
SEE   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE   TOXIC  EFFECTS  ON  STOMACH 
CHEMOTHERAPY, CANCER 

07793*  07829* 
CHILDREN, ABDOMEN  IN 

07721   080U3 
CHILDREN, ABDOMEN  TRAUMA  IN 

07692   07895* 
CHILDREN, ACUTE  ABDOMEN  IN 

67695 
CHILDREN, APPENDICITIS  IN 

07U9S 
CHILDREN, BILIARY  DISEASE  IN 

07U88* 
CHILDREN, BLEEDING  IN 

07691 
CHILDREN, CIRRHOSIS  IN 

07959* 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

07713* 
CHILDREN, ESOPHAGUS  IN 

0751(1*  0751(2*  07556 
CHILDREN, GASTROENTERITIS  IN 

08017*  08018»  08019* 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

07527   O8O3O 
CHILDREN, LARGE  INTESTINE  IN 

07778 
CHILDREN. LIVER  IN 

0781(9   0787U   07876   07678   07882 
CHILDREN, MALABSORPTION  IN 

07711(*  07715   07718 
CHILDREN, PARASITIC  DISEASES  IN 

08067 
CHILDREN, RECTUM  IN 

0771(1 
CHILDREN, SMALL  INTESTINE  IN 

07666 
CHILDREN, STOMACH  IN 

07588* 
CHILDREN, VIRAL  HEPATITIS  IN 

07919*  07932 
CHOLANGIOGRAPHY  _,   „„«,•»   «»««.. 

07502   07503   07510   07S21(   07985   0798?   0«007 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 

07980*  07988   O8OIO 
CHOLECYSTITIS 

0797U*  07976*  07981(«  07999 
CHOLECYSTITIS  DIAGNOSIS 

07991  07998 
CHOLECYSTITIS  ETIOLOGY 

07976*  07977* 
CHOLECYSTITIS  TREATMENT 

07971(*  07997  080O3 


CHOLECYSTOGRAPHY 

07991   07998   08000   08007 
CHOLECYSTOKININ 

07281*  071l73»  07503 
CH0LED0CH0LITHIASI3 

0797S*  0798l«  C7981i«  07989 
CHOLELITHIASIS 

0731*3*  07811   07971*  07982#  0798?   07990   08005 
CHOLELITHIASIS  EIAQNOSIS 

07981*  07981i» 
CHOLELITHIASIS  ETIOLOnY 

07977* 
CHOLELITHIASIS  SURGERY 

07980*  07989 
CHOLELITHIASIS. AQE  FACTORS  IN 

07990 
CHOLERA 

08031 
CHOLESTASIS 

07315*  07891#  08009 
CHOLESTEROL 

SEE   LIVER  METABOLISM 
JHOLESTEROL  METABOLISM 

077B8*  07''73* 
CHOLESTEROL  METABOLISM, LIVER 

07311*  0731i2*  07351*  071*30 
3H0LESTEH0L  SYNTHESIS 

07351*  07375   071i30 
JHOLESTEfiOL, SERUM 

071*65   07531   07711*  07973* 
JHOLINERQIC  AGENTS 

07261i«  07265*  07267*  07275   07276 
JHRONIC  GASTRITIS 

07598 
JHRONIC  HEPATITIS 

07891i«  07916*  079li8»  07950   C79S1 
JHRONIC  PANCREATITIS 

07303*  07808*  07810   07815 
IIRCADIAN  RHYTHM 

07380 
IIRCULATION  IN  CIRRHOSIS 

07956*  07966 
ilRCULATION  IN  HEPATITIS 

07936 
IIRCULATION, LARGE  INTESTINE 

07651**  07659   07765 
ilRCULATION, LIVER 

07329*  07820*  07850   07852   07890   07960 
ilRCULATION, LYMPH 

07726*  08016* 
ilRCULATION,  MESENTERY 

07525 
'IRCULATION, PORTAL 

0721*1**  07839*  07868   07901* 
IRCULATION, SMALL  INTESTINE 

07227   0761*3   076511*  07659 
IRRHOSIS 

SEE  ALSO   E30PHA0JUS  VARICES 
SEE  ALSO   LIVER  COMA 
SEE  ALSO   PORTAL  HYPERTENSION 

07706*  07820*  07827*  07832*  0789U*  079SU*  07956*  07965 
07967   08065* 
IRRHOSIS  COMPLICATIONS 

07955* 
IRRHOSIS  DIAGNOSIS 

071*81** 
IRRHOSIS  EPIDEMIOLOGY 

07962 
IRRHOSIS  ETIOLOGY 

07962 
IRRHOSIS  IMMUNOIOQY 

07508 
IRRHOSIS  IN  CHILDREN 

07959* 
IRRHOSIS  PATHOLOGY 

07957*  07959* 
IRRHOSIS  TREATMENT 

07960   07968 
IRRHOSIS, ALCOHOL  IN 

07827* 
IRRHOSIS, ASCITES  IN 

07955* 
IRRHOSIS, BILIARY 

07953* 
IRRHOSIS, CIRCULATION  IN 

07956*  07966 
IRRHOSIS, ELECTROLYTE  METABOLISM  IN 
07968 

IRRHOSIS, EXPERIMENTAL 

07898* 
IRRHOSIS, METABOLIC  CHANGES  IN 

07955*  0796U   07969 
IRRHOSIS, WATER  METABOLISM  IN 

07968 


COBALT  ABSORPTION 

0721*8* 
COLITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSO   REGIONAL  ENTERITIS 
07672   07773 
COLITIS  EPIDEMIOLOGY, ULCERATIVE 

07789* 
COLITIS  SURGERY, ULCERATIVE 

07792 
COLITIS, CLINICAL  STUDIES  OF  ULCERATIVE 

07791 
COLITIS. GRANULOMATOUS 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS. ULCERATIVE 

07781   07787* 
COLLAGEN  DISEASE? 

07907*  08021* 
COLON 

07770 
COLON, CROHNS  DISEASE  OF 

07672   07737   07789*  07790* 
COLON, IRRITABLE 

07777 
COLOSTOMY 
07728* 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

0781*0* 
COMMON  BILE  DUCT 

07503 
COMPUTERS  IN  DIAGNOSIS 

07513 
CONGENITAL  ANOMALIES 

07539*  07795*  07826*  07837*  0781*1**  07862   07868   07897« 
07960 
CONSTIPATION 

08061 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

07892* 
CONTRAST  MEDIA 

07205*  08011* 
COPPER  METABOLISM 

071*61   07889 
CORTICOSTEROIDS 

07298   07377   0761*2   08021*  08026 
CROHNS  DISEASE 

07697*  07698*  07700*  07701   07702   07703   07771 
CROHNS  DISEASE  OF  COLON 

07672   07737   07789*  07790* 
CYST ADENOCARCINOMA 

07897* 
OYSTADENOMA 

07801* 
CYSTIC  FIBROSIS 

07795*  07797   07803   07866 
CYSTS, BILIARY  TRACT 

07995   08031* 
CYSTS, GALLBLADDER 

07963* 
CYSTS, LARGE  INTESTINE 

07780 
CYSTS, LIVER 

07897*  08071* 
CYSTS, MESENTERY 

08031* 
CYSTS, PANCREAS 

08031* 
CYSTS, SMALL  INTESTINE 

0761*8* 
CYTOLOOICAL  DIAGNOSIS 
07600 

DIABETES  MELLITUS 

07370   07US2*  07552   07861   07898* 
DIAPHRAGM 
SEE   DIAPHRAGM  HERNIA 
SEE   HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

07539* 
DIARRHEA 

08012*  08037   0801*5 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 

07713* 
DIETARY  DEFICIENCIES 

07U22   07U27   071*28   071*31*   071*58   07858 
DIETARY  DEFICIENCIES  IN  MALABSORPTION 

07718 
DIETARY  FACTORS 

0721*3*  072US*  07262   07301*  07302*  07305*  07317*  0731ik» 

07368   07372   07U26   071*29   071*60   071*66   071*77*  071*93* 

07711«  07715   07721   07757  07977* 


I' 


DIETARY  MALABSORPTION  TREATMENT 

07709* 
DIETETIC  THERAPY 

07713« 
DIQE3TI0N 

072S9 
DIGESTION, CARBOBYDRATI 

071;S1* 

DIQE3TI0N, LIPID 

0730li»  07309*  07706*  07788« 
DIGESTION, PROTEIN 

071l62 
DIQE3TIVE  ACTION  OF  BILE 

07706* 
DISACCHAHIDASE3, SMALL  INTESTINE 

O7I1SI* 
DISEASES  ASSOCIATED  WITH.  CANCER 

078811 
DISEASES  ASSOCIATED  WITH  ESOPHAGUS 

07537* 
DISEASES  ASSOCIATED  WITH  GASTRECTOMY 

07993 
DISEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

08032 
DISEASES  ASSOCIATED  WITH  LIVER 

078Sa 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

079SU* 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

07809   07810   07811J   07817 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

08070 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

07S11   07621* 
DISEASES  ASSOCIATED  WITH  REGIONAL  ENTERITIS 

07701* 
DISEASES  ASSOCIATED  WITH  SMALL  INTESTINE 

07707* 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

07907* 
DISEASES  IN  CHILDREN. PARASITIC 

08067 
DIVERTICULA, ESOPHAGUS 

075I1O*  07572 
DIVERTICULA, LARGE  INTESTINE 

07736  07737  07781 
DIVERTICULA, SMALL  INTESTINE 

07679 
DIVERTICULUM, MECXELS 

07666   0767U   07695 
DRUG  ABSORPTION 

0721;3*  072U5* 
DRUG  EFFECTS  ON  ABSORPTION 

07238*  072liO*  072I1I*  072U2*  0721i9*  07250*  07321* 
DRUG  EFFECTS  ON  BILE  SECRETION 

07315*  07338* 
DRUG  EFFECTS  ON  BILIARY  TRACT 

07326*  0731l9» 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

07607 
DRUG  EFFECTS  ON  LIVEfi 

07319*  07323*  07325*  07336*  07337*  07338*  0731i5*  07360 

071il9   07578*  07891*  07892*  07901* 
DRUG  EFFECTS  OU  PANCREAS 

07208* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

07201t*  07207*  07270*  07578* 
DRUG  EFFECTS  ON  STOMACH 

07263*  07297*  07578*  07581*  07592 
DRUG  EFFECTS  ON  STOKACH  SECRETION 

07280*  07290*  07298 
DRUG  METABOLISM 

0721t3«  07391 
DRUG  METABOLISM, LIVER 

073211*  07353   07363   078B7 
DRUG  TREATMENT  OF  ES0PHAO"S 

07536*  0751ll*  07SU11 
DRUG  TREATMENT  OF  LIVEfi 

0781i6«  O789I1* 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

07619*  076U2 
DRUG  TREATMENT  OF  STOMACH 

07592 
DRUG-INDUCED  LIVEP  INJURIES 

O7I1I6 
DRUGS  IN  LIVER  INJURIES, CONTRACEPTIVE 

07892* 
DUBIN-JOHNSON  SYNDROME 

07952 
DUODENUM  DISEASES 

07682 
DUODENUM  FISTULAS 

07522 


DUODENUM  INJURIES 

08023 
DUODENUM  NEOPLASMS, BENIGN 

07750 
DUODENUM  NEOPLASMS, MALIGNANT 

07660   0768I1   07686 
DUODENUM  RADIOLOGY 

07525  07682  07750 
DUODENUM  RUPTURE 

07676   07678 
DUODENUM  SECRETION 

07307* 
DUODENUM  SURGERY 

08033 
DUODENUM  TRAUMA 

07677 
DUODENUM  ULCERS 

07S8U*  07616*  07618*  07622*  07623*  07627*  07628*  07633 

0763U      07635      076I1O      076U3      0761iU 
DYSENTERY 

SEE   TYPHOID  FEVER 
DYSPHAGIA, ESOPHAGUS 

07573 

ECHOGRAPHY 

07509 
EDEMA 

0761ia»  076S0* 
ELECTROLYTE  ABSORPTION 

072UO* 
ELECTROLYTE  EXCRETION 

08018* 
ELECTROLYTE  METABOLISM 

07665 
ELECTROLYTE  METABOLISM  IN  CIRRHOSIS 

07968 
ELECTROPHORESIS 

07U00   07925   07928 
ELECTHOPHYSIOLOQY 

07265* 
EMBRYOLOGY 

07213      0781t3* 
FMESIS 

SEE   VOMITING 
ENCEPHALOPATHY, HEPATIC 

076U1*  078U2*  O78I17* 
ENDOMETRIOSIS 

07779   08060 
ENDOSCOPY 

07505 
ENDOSCOPY, ANESTHESIA  IN 

07U86* 
ENDOSCOPY, ESOPHAGUS 

075U3*  07572 
ENDOSCOPY, GASTROINTESTINAL 

071t86* 
ENDOSCOPY, LARGE  INTESTINE 

07738   077ll9   07760   07763 
ENDOSCOPY, PERITONEAL 

0807U 
ENDOSCOPY, STOMACH 

07501 
ENTERITIS 
SEE  ALSO   COLITIS 

08058 
ENTERITIS, DISEASES  ASSOCIATED  WITH  REGIONAL 

0770U 
ENTERITIS, REGIONAL 

07670  07699*  07790* 
ENTEHOCHROMAFFIN  CELLS 

O7I1U9* 
ENTEROCOLITIS 
SEE   COLITIS 
ENTEROCOLITIS  ETIOLOGY 

08051 
ENZYMES 
SEE   PANCREAS  SECRETION 
SEE   STOMACH  SECRETION 
ENZYMES. LIVER 

07229      072311      07235 

0731l0*   073m*   073U11*    07356 

07377      07382      07386      07388 
07399 
07U08 
071136 
071iU6 


07398 
07U07 
07U33 
07UliU 


07311*  07321* 
07358 
07392 
071103 
07U19 
07U3"' 


07I1OI 
07U11 
07U38 


07322* 

07359 

07395 

07U0U 

07I123 

071lliO 

07887 


07I1OO 
07U09 
07U37 

07U52*  07U92*  07836* 
ENZYMES. LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 

07367   071i81i*  07506   07822*  07831*  0783U*  0793U 
ENZYMES. PANCREAS 

07301*  07302*  07305* 
ENZYMES. PLASMA 
078211* 


07325*  07336* 
07361  07371 
07396   07397 
071j05   07U06 


07I125  07U32 
07I1I1I  071lll2 
07958* 


HERNIA 

HIATUS  HERNIA 


07568 


EN  nCMES, SERUM 

071l83« 
ENZYMES, SMALL  INTESTINE 

07222   072U2*  07US1*  071i52*  07US7   67U92* 
ENZYMES, STOMACH 

07280*  07282*  07288*  07289*  07296*  07U87* 
EPINEPHRINE 

07318* 
ESCHERICHIA  COLI 

07US0*  08019* 
ESOPHAQITIS 

07537*  07570- 
ESOPHAGUS 
SEE  ALSO 
SEE  ALSO 

07U69 
ESOPHAQUS  ANOMALIES 

07538* 
ESOPHAGUS  ATRESIA 

0751t2* 
ESOPHAQUS  CANCER 

07553  07S60   075611 
ESOPHAQUS  DEVELOPMENT 

07538* 
ESOPHAQUS  DIAGNOSIS 

07513  07535*  07SliO*  07553 
ESOPHAQUS  DISEASES 

07535*  07536*  075)10*  07562 
ESOPHAQUS  DIVERTICULA 

0751tO*  07572 
ESOPHAGUS  DYSPHAGIA 

07573 
ESOPHAGUS  ENDOSCOPY 

075U3*  07572 
ESOPHAGUS  FISTULAS 

075U2*    075ll8 
ESOPHAQUS    HISTOLOGY 

07519 
ESOPHAQUS  IN  CHILDREN 

0751il*   075112*   07556 
ESOPHAQUS    INJURIES 

0751tl*   07514U 
ESOPHAGUS    MANOMETRY 

07535*  07552   07568 
ESOPHAGUS  MICROORGANISMS 

07536*  075U0* 
ESOPHAQUS  MOTILITY 

07519 
ESOPHAGUS  NEOPLASMS, MALIGNANT 

075U8   07569 
ESOPHAQUS  PATHOLOGY 

07535* 
ESOPHAQUS  PERFORATION 

07567 
ESOPHAGUS  PROSTHESIS 

075711 

ESOPHAQUS  RADIOLOGY 

07519   07536*  07538*  07551 
ESOPHAGUS  REFLUX 

075U9   07557 
ESOPHAGUS  RUPTURE 

0755U   07555   07561 
ESOPHAGUS  SPHINCTER 

08020* 
ESOPHAGUS  STRICTURE 

075141*  075I16   07563   07571  07575 
ESOPHAQUS  SURGERY 

07537*  07538*  07539*  07Sll7   07550   07558   07560   07563 

07566   07571   07575 
ESOPHAQUS  TREATMENT 

O75I12* 
ESOPHAQUS    ULCERS 

07638 
ESOPHAQUS  VARICES 

0751l3*  07576   07953* 
ESOPHAQUS, DISEASES  ASSOCIATED  WITH 

07537* 
ESOPHAQUS, DRUG  TREATMENT  OF 

07536*  075U1*  075Uli 
ETHIONINE 

073314* 
ETHIONINE  IN  LIVER  INJURIES 

07906 
ETHNIC  FACTORS 

07281t*  07U31   071i57 
EXCRETION, BILE 

07332*  07705*  07788* 
EXCRETION, ELECTROLYTE 

08018* 
EXCRETION, LIVER  AMMONIA 

07329*  0781j7* 
EXPERIMENTAL  CIRRHOSIS 

07898* 


07552   07565  07573 


07803   07866 


EXPERIMENTAL  PANCREATITIS 

07807* 
EXPERIMENTAL  PERITONITIS 

08013* 
EXPERIMENTAL  STUDIES  OF  HEPATITIS 

07909*  ' 

EXPERIMENTAL  SURGICAL  TECHNIQUES 

07373   07821*  078145* 

FAMILIAL  DISEASES 

071483*  O787I4 
FAT  ABSORPTION 

07705*  079514* 
FATS 
SEE   DIGESTION 
SEE   LIPID  ABSORPTION 
SEE   LIVER  LIPID  METABOLISM 
SEE   MALABSORPTION 
FATTY  ACID  ABSORPTION 

O72I4O*  O725I4* 
FATTY  ACID  METABOLISM 

07255* 
FATTY  ACID  SYNTHESIS 

07375 
FATTY  LIVER 

07317*   073I45*   073146*   07367 

0789U* 
FECES 

07757 
FIBROSIS 

08038 
FIBROSIS, CYSTIC 

07795*  07797 
FIBROSIS, LIVER 

07862   07866 
FISTULAS, BILIARY  TRACT 

07522 
FISTULAS, DUODENUM 

07522 
FISTULAS, ESOPHAGUS 

075U2*  O75I48 
FISTULAS, GASTROINTESTINAL 

07697*  0801i8 
FISTULAS, SMALL  INTESTINE 

0766li 
FISTULAS, STOMACH 

08029 
FOREIGN  BODIES  IN  GASTROINTKSTINAL  TRACT 

08035   08050 
FOREIGN  BODIES  IN  LARGE  INTESTINE 

07755 
FREEZING  TREATMENT 

0722U 
FRUCTOSE  ABSORPTION 

07239*  O72I49*  07251* 

GALLBLADDER 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 

07U67 
GALLBLADDER  ABSORPTION 

07982* 
GALLBLADDER  ANOMALIES 

07983* 
GALLBLADDER  CYSTS 

07983* 
GALLBLADDER  DEVELOPMENT 

07983* 
GALLBLADDER  DIAGNOSIS 

O7I49I* 
GALLBLADDER  DISEASES 

07851   07993   O8OOI4 
GALLBLADDER  MUCOSA 

07339* 
GALLBLADDER  NEOPLASMS , MALIGNANT 

07972*  08001   08006 
GALLBLADDER  RADIOLOGY 

0800U 
GALLBLADDER  SECRETION 

07339* 
GALLBLADDER  SURGERY 

O6OO3 
GANGRENE 

07727*  O8OI4I 
GARDNERS  SYNDROME 

07668 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

07268*  07296*  07558   07591   07S9U   07669 
GASTRECTOMY  COMPLICATIONS 

07609 
QASTRECTOMY-INDUCED  MALABSORPTION 

07626*  07720 


078l4l*  07856   07861  07877 


07796 


QASTREOTOMY-IHBtJCED  RHCOBRENT  ULCER 

0762ll« 
OASTRECTOMY, DISEASES  ASSOCIATED  WITH 

07993 
GASTRIC  ANALYSIS 

07285* 
QASTRIC  ANALYSIS  TECHNIQUITS 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 

07299 
GASTRIN 

07287* 
GASTRITIS 

07621* 
GASTRITIS  EPIDEMIOLOGY 

07S82 
GASTRITIS  ETIOLOGY 

07579*  07582 
GASTRITIS  TREATMENT 

07579* 
GASTRITIS, ATROPHIC 

07582   07581i« 
GASTRITIS, CHRONIC 

07598 
GASTRODUODENAL  ULCERS 

0763« 
GASTROENTERITIS 
SEE   COLITIS 
SEE   ENTERITIS 
GASTROENTERITIS  IN  CHILDREN 

08017*  08018*  08019* 
GASTROENTERITIS  TREATMENT 

08018*  08019* 
GASTROENTEROSTOMY 

07606 
GASTROINTESTINAL  ANGIOGRAPHY 

07515 
GASTROINTESTINAL  BIOPOTENTIALS 

07269*  07281*  07U76* 
GASTROINTESTINAL  BIOPSY 

08052 
GASTROINTESTINAL  BLEEDING 

071(93*  075I1S   07579*  07580*  07581*  07597   07607 

07629   07637   07662   07691   07808*  08021*  08059 
GASTROINTESTINAL  DIAGNOSIS 

071i97 
GASTROINTESTINAL  DISEASE  EPIDEMIOLOGY 

08027 
GASTROINTESTINAL  DISEASES 

07210*  07278   08012*  08O39   08053   08056 
GASTROINTESTINAL  ENDOSCOPY 

07U86* 
GASTROINTESTINAL  FISTULAS 

07697*  080U8 
GASTROINTESTINAL  IMMUNOLOGY 

08017* 
GASTROINTESTINAL  METABOLISM 

07I16U 
GASTROINTESTINAL  MICROORGANISMS 

08027   080U5 
GASTROINTESTINAL  MORPHOLOGY 

07206*  08052 
GASTROINTESTINAL  MOTILITY 

07206*  07275   07276   08030 
GASTROINTESTINAL  NEOPLASMS. MALIGNANT 

07693 
GASTROINTESTINAL  PATHOLOGY 

08032 
GASTROINTESTINAL  PERFORATION 

08029 
GASTROINTESTINAL. RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

07527   08032 
GASTROINTESTINAL  SECRETION 

07U61 
GASTROINTESTINAL  SURGERY 

08021*  080U8   08050 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

07527   08030 
GASTROINTESTINAL  TRACT, DISEASES  ASSOCIATED  VITH 

08032 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

07607 
GASTROINTESTINAL  TRACT, FOREIGN  BODIES  IN 

08035   08050 
GASTROINTESTINAL  TRACT, NERVOUS  CONTROL  OF 

07206* 
GASTROINTESTINAL  TREATMENT 

SEE   GASTROINTESTINAL  SURGERY 
GASTROINTESTINAL  ULTHASTBUOTORE 

07215  07li61i  07578* 
GASIROSCOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 

07593 


GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 

07209* 
GLUCAGON 

07318* 
GLUCONEOQENESIS 

0737U      07Ull7 
GLUCOSE    ABSORPTION 

07238*  07239*  07321* 
GLUCOSE  METABOLISM 

07239*  07321*  0796I1 
GLUCOSE  METABOLISM, LIVER 

07357 
GLYCOGEN  METABOLISM. LIVER 

07387  07UU5 
GLYCOPROTEINS 

073li3*  07U59  07U72*  07585*  07865 
QNOTOBIOSIS 

07ll5U*  07llS9   078U7* 
GRANULOMATOUS  COLITIS 

SEE   CROHNS  DISEASE  OF  COLON 
GREATER  OMENTUM 

07688 

HEALING. WOUND 

08057 
HEIDENHAIN  POUCH  STUDIES 

07271*  07287*  07291* 
HEMANGIOMA 

07S0U   07876   07882 
HEMATOMA 

07676   07677   07678   07899*  07900* 
HEMOLYTIC  ANEMIA 

07856 
HEMORRHAGE 

07559 
HEPATECTOMY 
SEE  ALSO   LIVER  REGENERATION 

073I6*  07323*  07362  07U15  07873 
HEPATIC  COMA 
SEE   LIVER  COMA 
07613     HEPATIC  ENCEPHALOPATHY 
08072       078U1*  078U2*  078lt7* 
HEPATITIS 
SEE   JAUNDICE 
SEE   LIVER 
SEE   LIVER  COMA 
HEPATITIS  C0MPLTCATWN3. VIRAL 

0781iO»  07936 
HEPATITIS  DIAGNOSIS 

07S1U 
HEPATITIS  DIAGNOSIS. VIRAL 

07U811*  07931t 
HEPATITIS  EPIDEMIOLOGY 

07912*  079U8* 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

07910*  07917*  07921*  07938   079U0 
HEPATITIS  ETIOLOGY, VIRAL 

07910*  07918* 
HEPATITIS  IMMUNOLOGY  _^^,   ^_,„ 

07512   07831*  0792U   07925   07926   07927   07928   07931 
07937  079U2  0791i3  079Ull  079U5  0791i8*  07961 
HEPATITIS  IMMUNOLOGY, VIRAL 

07907*  07908*  07910*  07912*  07913*  07915*  07916*  07917 
07918*  07919*  07920*  07923  07929  07932  0791l7 
HEPATITIS  IN  CHILDREN, VIRAL 

07919*  07932 
HEPATITIS  IN  PREGNANCY 

07919* 
HEPATITIS  PATHOLOGY 

07911* 
HEPATITIS  PATHOLOGY. VIRAL 

07922* 
HEPATITIS  PROPHYLAXIS, VIBAL 

07921* 
HEPATITIS  TREATMENT 

079U6 
HEPATITIS  TREATMENT. VIRAL 

07933 
HEPATITIS. ACUTE 

07905   07909*  07911* 
HEPATITIS, ANICTERIC 

07912*  07938,. 
HEPATITIS. CHRONIC 

0789)1*  07916*  079I18*  07950  079S1 
HEPATITIS, CIRCULATION  IN 

07936 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

07907* 
HEPATITIS, EXPERIMENTAL  STUDIES  OF 

07909* 
HEPATITIS, METABOLIC  CHANGES  IH 
07911*  07913*  0791k*  07915* 


HEPATITIS  S'RUM 

07909»'o7910«  07915*  07917*  07918*  07920*  07921*  07930 
HEPATITIS, TOXIC 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 

0781il* 
HEPATITIS  VIRAL 

07506  'o7913*  079111*  07935   07939   079U1   07951 
HEPATOMA 

0731«*  07330*  07390   071iU3   07521   07825*  07873   07881 
HEPATOMEGALY 

07857   0786U   07886 
HERNIA 
SEE  ALSO   DIAPHEAQ>'  HfiRNiA 

07SS1 
HERNIA, DIAPHRAQ>4 

07539* 
HERNIA, HIATUS 

075311*  07537*  0751i5   0755*   07557   07559   07565   07566 

080211 
HERNIA, INOUINAL 

07663 
HIATUS  HERNIA 

0753U*  07537*  07SliS   07556   07557  07559   07565   07S«6 

0802U 
HIRSCHSPRUNGS  DISEASE 

07739   077511 
HISTAMINE 

07282*  07285*  07289* 
HODQKINS  DISEASE 

07871 
HOHMONAL  CONTROL  OF  LIVER 

07310*  07318»  0731t!i*  07385   071tU2   071iUli   07901» 
HORMONAL  CONTROL  OF  MOTILITY 

07271* 
HORMONAL  CONTROL  OF  PANCREAS 

07286*  07303* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

07281*  07289*  07292* 
HYPERCALCEMIA 

07292* 
HYPERLIPEMIA 

07816   07856 
HYPERTENSION  DIAGNOSIS, PORTAL 

07U79*  07839* 
HYPERTENSION  SURGERY. PORTAL 

07808*  07828*  C7875   07953* 
HYPERTROPHY 

07679 
HYPOGLYCEMIA 

07312* 
HYPOTHALAMUS 

07973* 
HYPOTHERMIA 

07U68   07812 

ICTERUS 

SEE   JAUNDICE 
ILEITIS 

07689   07700* 
ILEITIS, REGIONAL 

07570   0770U 
ILEOCECAL  VALVE 

07667 
ILEOSTOMY 

07658* 
ILEOSTOMY  COMPLICATIONS 

07788* 
ILEUS 
SEE  ALSO 
SEE  ALSO 

07668 
IMMUNE  REACTIONS 

07838* 
IMHUNOGLOBUIINS 

071l78*  0771U*  07923 
IMMUNOLOGY 

07585*  076U7*  07707 
IMMUNOSUPPRESSION 

075U7  0761(7*  07697* 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 

0796U 
INFECTIONS. ABDOMEN 

SEE   PERITONITIS 
INFLAMMATION 

07863 
INGUINAL  HERNIA 

07663 
INSULIN 

07239*  07293*  07312*  07616* 
INTOLERANCE, SUGAR 

071i83*  07531  07713* 
INTRINSIC  FACTOR 

07236*  07586* 


LARGE  INTESTINE  OBSTRUCTION 
SMALL  INTESTINE  OBSTRUCTION 


08012*  08039 


07800 


INTUSSUSCEPTION 

07731* 
ION  TRANSPORT 

072U1*  07258   07290*  07360   07U18   071i5S 
IRON  ABSORPTION 

O72I18* 
IRON  DEFICIENCY 

0721(8* 
IRON  METABOLISM 

07869 
IRON  METAPOLISM, LIVER 

071(35   071(81*  07836* 
IRRITABLE  COLON 

07777 
ISCHEMIA 

07651(*  07773   07850 

JAUNDICE 

07506   07510   07871   07961 
JAUNDICE  DIAGNOSIS 

07U86*  07822*  07963   07987 
JAUNDICE  EPIDEMIOLOGY 

078li6* 
JAUNDICE, NEONATAL 

07U88*  0781(1(*  078U6*  07853 
JAUNDICE, OBSTRUCTIVE 

07827*  07979*  07981(* 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 

07232 


KIDNEY 

07835*  07883 
KWASHIORKOR 

0801(2 


0788l(   07926   07955*  07996   08om* 


LACTASE  DEFICIENCY 

07685 
LARGE  INTESTINE 
SEE   CECUM 
SEE   COLITIS 
SEE   DIARRHEA 
SEE   ILEOCECAL  VALVE 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
LARGE  INTESTINE  ABSCESSES 

07751 
LARGE  INTESTINE  ABSORPTION 

07262 
LARGE  INTESTINE  ANOMALIES 

07731 
LARGE  INTESTINE  BIOPSY 

07500 
LARGE  INTESTINE  CANCER 

07726*  0771(5   07757   07770 
LARGE  INTESTINE  CIRCULATION 

0765U*  07659   0776S 
LARGE  INTESTINE  CYSTS 

07780 
LARGE  INTESTINE  DIAGNOSIS 

071(82« 
LARGE  INTESTINE  TJISEASES 

07683   07685   0771(8   07779 
LARGE  INTESTINE  DIVERTICULA 

07736   07737  07781 
LARGE  INTESTINE  ENDOSCOPY 

07738   077U9   07760  07763 
LARGE  INTESTINE  HISTOLOGY 

07212   O72I8 
LARGE  INTESTINE  IN  CHILDREN 

07778 
LARGE  INTESTINE  INJURIES 

07721(* 
LARGE  INTESTINE  MICROORGANISMS 

071(66 
LARGE  INTESTINE  MOTILITY 

07261(*  07266*  07267*  07269*  07757 
LARGE  INTESTINE  NECROSIS 

07761(   08038 
LARGE  INTESTINE  NEOPLASMS 

07729*  07776 
LARGE  INTESTINE  NEOPLASMS, BENIGN 

07723* 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 

07736  0771(3  07753  07756   07769 
LARGE  INTESTINE  NEOPLASMS, VILLOUS 

077711 
LARGE  INTESTINE  OBSTRUCTION 

07665  0776l(  07795* 
LARGS  INTESTINE  PATHOLOGY 

07500 
LARGE  INTESTINE  PERFORATION 

07736     077I17     077SS 


07782   07783   07786 


''.H 


07781  07787*  07831(* 


LARQE  INTESTiIe  POLYPS 

077U9   077«0 
LARQE  INTESTINE  RADIOLOGY 

071i91i   0771(8   07780 
LARQE  INTESTINE  SECRETION 

071tS9 
LARQE  INTESTINE  SURQERY 

0767^   07698*  07700*  0772U*  0772S«  07726» 
077U0  077«2  07776  07778  08051t 
LARQE  INTESTINE  TREATMENT 

07790* 
LARQE  INTESTINE  ULTRASTRUCTURE 

07210*  07212 
LARQE  INTESTINE  VOLVULUS 

07661 
LARQE  INTESTINE, FOREIGN  BODIES  IN 

077SS 
LAXATIVES 

08061 
LEAD 

078B3 
LEIOMYOSARCOMA 

07681 
LIPASE 

0730U*  07309* 
LIPID  ABSORPTION 

072U2*  07309*  07718 
LIPID  DIQESTION 

07301»*  07309*  07706*  07788* 
LIPID  METABOLISM 

0720ll*  07209*  07372   07380   071l21 
07718 
LIPID  METABOLISM, LIVER 

07327*  07328*  07337*  073lt6*  07378  07391i 
071l20   071l22   071*23   0^1l21l   07U27   07U29 
07971* 
LIPIDOSIS 

07711*  0787U 
LIPOPROTEINS 

07328*  071ll3 
LIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
07703 
LIVER  AMINO  ACID  METABOLISM 

07330*  073UU*  07360   07837* 
LIVER  AMMONIA  EXCRETION 

07329*  0781i7* 
LIVER  ANGIOQRAPHY 

07521   07825*  07899*  07900* 
LIVER  BIOCHEMISTRY 

07223      0723S      07356 
071i01      07I1OI1 
071l37      O7I138 
LIVER    BIOPSY 

07U89*  07860 
LIVER  CANCER 

078311*  078U9 
LIVER  CARBOHYDRATE  METABOLISM 

O73I1I*  07387   07826* 
LIVER  CARCIN0GENKSI3 

07897*  07898*  07906 
LIVER  CHEMICAL  COMPOSITION 

07225   07362   07389   07826* 
LIVER  CHOLESTEROL  METABOLISM 

07311*  073li2*  07351*  07U30 
LIVER  CIRCULATION 

07329*  07820*  078S0 
LIVER  COMA 

0781iO* 
LIVER  CYSTS 

07897*  O807I1 
LIVER  DIAGNOSIS 

07U79*  07I18I*  07U81)*  07U91*  07501 
07831i«  078U8 


07727*   07729* 


071l21i      071i53*    071i65 


07U06      071il7 
071l32      07«lll* 


O8OI16 


CHOLESTASIS 

CIRRHOSIS 

PARASITES  AND  "AHASITIC  DISEASES 

PORPHYRIA 

SCHISTOSOMIASIS 

SULFOBROMCPHTHALEIN 


O7I1O5 
071139 

07912* 


07359 
071i0a 


07366 

07I109 


07395 
07U10 


07397 
071l33 


07398 
071l36 


07852   07890   07960 


07888 


07506 
079U9 


07523   07529 
LIVER  DISEASE  DIAGNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASE, METABOLIC  CHANGES  IN 

07330*  078!i2* 
LIVER  DISEASES 

071i89*  07518   07830*  07833*  07835*  07850 

07855   07859   07862   07a6U   07865   0788I1 
LIVER  DISEASES, BLOOD  COAGULATION  IN 

07951 
LIVER  DRUG  METABOLISM 

0732I1*  07353   07361   07B87 


07508      07518 


07851      078511 
0791i8*    08016* 


LIVER    ENZYMES 

07229       0723U 

07235 

07311* 

07321* 

07322* 

07325* 

07336* 

0731tO*   073l»l* 

073I1I1* 

07356 

07358 

0735P 

07361 

07371 

07377      07382 

07386 

07386 

07392 

07395 

07396 

07397 

07396      07399 

071100 

07U01 

07U03 

071i01i 

071*05 

07I1O6 

07U07      07U08 

071j09 

071ill 

071ll9 

071l23 

07U2S 

07h32 

07U37     07U38      071*39     07U1*0 
071*52*   071r92*  07836*   07887 


07I1UI 
07958* 


07878      07882 


0739U 
071*29 


0737U 
071*26 


07U06 
071*32 


07381 
071*1*0 


07223      07320*    07366      07859      06022 


07878   07986 


LIVER  ENZYMES 
CONTINUED 

071*33   071*36 
071*1*U   071*U6 
LIVER  FIBROSIS 

07B62   07866 
LIVER  FUNCTION  TESTS 

07370   07523   07821**  07827* 
LIVER  QLUCOSE  METABOLISM 

07357 
LIVER  GLYCOGEN  METABOLISM 

(57387   07UU5 
LIVER  HISTOLOGY 

07225  0761*!**  07957* 
LIVER  IMMUNOLOGY 

07831* 
LIVER  IN  CHILDREN 

0761*9   07871*   07876 
LIVER  INJURIES 

07352   07393   07893*  07895*  07903 
LIVER  INJURIES, ANTIBIOTICS  IN 

07331**  07892* 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS  IN 

07892* 
LIVER  INJURIES, DRUQ-INDUCED 

07U16 
LIVER  INJURIES, ETHIONINE  IN 

07906 
LIVER  IRON  METABOLISM 

071*35  071*81*  07836* 
LIVER  LIPID  METABOLISM 

07327*  07328*  07337*  0731*6*  07378 
071*20   071*22   07U23   071*21*   071*27 
07971* 
LIVER  METABOLISM 

07318*  07360   07361   07365   07371 
07U12  071*13  07ltm  07U15  071*18 
LIVER  MORPHOLOGY 

07213   07221 
LIVER  NECROSIS 

07905 
LIVER  NEOPLASMS 
07823*  0781*9 
LIVER  NEOPLASMS, BENIGN 

07881 
LIVER  NEOPLASMS, MALIGNANT 

07629*  07631*  07832*  07852 
LIVER  NUCLEIC  ACID  METABOLISM 
073U7*  07362  07368  071*11 
LIVER  NUCLEIC  ACID  SYNTHESIS 

07316*  07335*  07379 
LIVER  NUCLEIC  ACIDS 

071*02   071*10 

LIVER  PATHOLOGY 

07322*  07390 

LIVER  PERFUSION 

07329*  07373  0781*0* 
LIVER  PROTEIN  METABOLISM 

073IU*  0731*6*  07385   07396 
LIVER  PROTEIN  SYNTHESIS 

07316*  0733U*  07358   07368 
LIVER  PROTEINS 

07383 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 
07823*  07857   07678   07979* 
LIVER  RECTICULOENDOTHELIAL  SYSTEM 

07319* 
LIVER  REGENERATION 

07323*  07335*  0731*7*  07376  07378 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

07311**  078U3* 
LIVER  RUPTURE 

07699*  07900* 
LIVER  SECRETION 

07370 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 

07367   071*811*  07506   07822*  07631*  0783I**  0793U 
LIVER  STEROID  METABOLISM 

07331*  07333*  07350*  071*03 
LIVER  SURGERY 

0782S*  07872   07876   07693*  07695*  07966 
LIVER  TRACE  ELEMENT  AND  MINERAL  METABOLISM 

0736U 
LIVER  TRANSPLANTATION 

071*25   071*68   07838*  0781*5* 
LIVER  TREATMENT 

07833*  0781*0*  07858 
LIVER  ULTRASTRUCTURE 
07228   07229   07231 
07325*  07393  0739U 
08066* 


O7I1I12 


071*17 
078U1* 


07386 
07863 


07670     07897* 
071*1*1      071*U3 


07U89*   0781*li*   07660      07891* 


071*16      07901* 

07376   0738U   071*3!*   071*35 


07379  071*1*3  07UU6 


07879   07868 


07231* 
07U07 


07312*  07313*  07319 
07902   07911*  07922 


•  07320* 

•  07959* 


07363   07392   071ll6   0788« 
0739U   07508   07856   07861 


07337*  07338*  0731l5»  07360 
07901* 


0781il*  07856   07861   07877 


07UU2   07mili   07901* 

07327*  073311*  07336*  0731*0* 
07867   07883   07891*  0789U* 


LIVER, AOE  EFrECTS  ON 

07330*  0731tO*  07353   07351; 
LIVER, ALCOHOL  EFFECTS  ON 

07317*  0731t5*  0731i8*  07355 

07896*  07958* 
LIVER, AMEBIASIS  EFFECTS  ON 

08069 
LIVER, mSEASES  ASSOCIATES  WITH 

078SU 
LIVER, DRUQ  EFFECTS  ON 

07319*  07323*  07325*  07336* 

071il9   07578*  07891*  07892* 
LIVER, DRUQ  TREATMENT  OF 

0781i6*  078911* 
LIVER, FATTY 

07317*  0731l5*  073U6*  07367 

0789U* 
LIVER, HORMONAL  CONTROL  OF 

07310*  07318*  0731il|*  07385 
LIVER, TOXIC  EFFECTS  ON 

07312*  07313*  07320*  07322* 

07352   07362   07390   0782U* 

07898*  07901*  07902   07903 
LIVER, VITAMIN  B12  IN 

073SU 
LYMPH 

08016* 
LYMPH  CIRCULATION 

07726*  08016* 
LYMPHATIC  SYSTEM 

072Ult*  07586* 
LYMPHOMA 

07708* 


1ALABSORPTI0N 

07706*  07719   07722 
lALABSORPTION  DIAGNOSIS 

07656*  07709* 
1ALABS0RPTI0N  DIAGNOSIS , XYLOSE  IN 

08061i* 
1ALABS0RPTI0N  IN  CHILDREN 

0771U*  07715   07718 
MALABSORPTION  TREATMENT, ANTIBIOTICS  IN 

07712* 
MALABSORPTION  TREATMENT, DIETARY 

07709* 
1ALABS0RPTI0N, BLIND  LOOP-INDUCED  SECONDARY 

07251*  07710* 
MALABSORPTION, DIETARY  DEFICIENCIES  IN 

07718 
1ALABS0PPTI0N, DISEASES  ASSOCIATED  WITH 

0795U* 
MALABSORPTION, QASTHECTOMY-INDUCED 

07626*  07720 
MALABSORPTION, INTESTINAL  RESECTION-INDUCED  SECONDARY 

07705* 
MALABSORPTION, MICROORGANISMS  IN 

07251*  07710*  07722   0795U* 
MALABSORPTION, PARASITIC  DISEASE-INDUCED  SECONDARY 

080611* 
MALIGNANT  ANUS  NEOPLASMS 

07732   07735   077U3   07759 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

08008 
MALIGNANT  DUODENUM  NEOPLASMS 

07660   076811   07686 
IMALIONANT  ESOPHAGUS  NEOPLASMS 

0751i6   07569 
MALIGNANT  GALLBLADDER  NEOPLASMS 

07972*  08001   08X306 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

07693 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 


07736  0771i3   07753   07756   07769 

MALIGNANT  LIVER  NEOPLASMS 

07829*  07831*  07832*  07852   07870 

MALIGNANT  PANCREAS  NEOPLASMS 

07793*  07800   08025 

MALIGNANT  RECTUM  NEOPLASMS 

07733  07735   077U3   07753  07759 

MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

07653*  07681   07708* 

MALIGNANT  STOMACH  NEOPLASMS 

071i87*  07585*  07593   0759U   07599 

08025 
MALNUTRITION 

07710*  07713*  07720   0801i2 
MANOMETRY, ESOPHAGUS 

07535*  07552   07568 
MARASMUS 

0801(2 
MECKELS  DIVERTICULUM 

07666  0767U   07695 


07781   07787*  0783U* 
07897* 


07775 


076011   07606   07632 


MEDIA, CONTRAST 

07205*  08011* 
MEGACOLON 

07725*  07752 
MEGAESOPHAQUS 

07550 

MESENTERY  ANGIOGRAPHY 

07890 
MESENTERY  CIRCULATION 

07525 
MESENTERY  CYSTS 

0803U 
MESENTERY  DIAGNOSIS 

07S2S 
MESENTERY  NEOPLASMS. BENIGN 

0801i3 
MESENTERY  VASCULAR  DISEASE 

08028 
MESENTERY  VASCULAR  DISEASES 

076511*  07727* 
MESESTERY  ANGIOGRAPHY 

07526 
METABOLIC  BALANCE  STUDIES 

07317*  07619*  0779U* 
METABOLIC  CHANGES  IN  CIRRHOSIS 

07955*  079611   07969 
METABOLIC  CHANGES  IN  HEPATITIS 

07911*  07913*  079111*  07915* 
METABOLIC  CHANGES  IN  LIVER  DISEASE 

07330*  078U2* 
METABOLIC  CHANOES  IN  PANCREATITIS 

07807* 
METABOLIC  EFFECTS  OF  MICROORGANISMS 

07282* 
METABOLISM  IN  CIRRHOSIS , ELECTROLYTE 

07968 
METABOLISM  IN  CIRRHOSIS, WATER 

07968 
METABOLISM, ALCOHOL 

073U1*  0731i5*  07ll31   071i53*  07896*  07958* 
METABOLISM, BILE  ACID 

07311*  07331*  07332*  07333*  07971*  07978* 
METABOLISM, BILIRUBIN 

07338*  07I18I*  07830*  07835*  07853 
METABOLISM, CALCIUM 

07583* 
METABOLISM, CANCER 

07316*  071il7   07793* 
METABOLISM, CARBOHYDRATE 

07239*  07I128   071i52«  07liS7   0781i2*  0788O   07969 
METABOLISM, CAHBOHYRATE 

071163 
METABOLISM, CHOLESTEROL 

07788*  07973* 
METABOLISM, COPPER 

07I16I   07889 
METABOLISM, DRUG 

072I13*  07391 
METABOLISM, ELECTROLYTE 

07665 
METABOLISM, FATTY  ACID 

07255* 
METABOLISM, GLUCOSE 

07239*  07321*  07961i 
METABOLISM, IRON 

07869 
METABOLISM, LIPID 

0720U*  07209*  07372   07380   071l21   071i21i   071l53*  07U65 

07718 
METABOLISM, NUCLEIC  ACID 

071lll8*  071l58 
METABOLISM, PHOSPHOLIPID 

071l20 
METABOLISM, PROTEIN 

O7I162 
METABOLISM, TRACE  ELEMENT  AND  MINERAL 

0779U* 
METABOLISM, WATER 

07252*  07665   08018* 
METABOLITES, URINARY  BILE 

07332*  07830* 
METASTATIC  CANCER 

0783U* 
MICROORGANISMS 
SEE   CHOLERA 
SEE   ONOTOBIOSIS 
MICROORGANISMS  IN  MALABSORPTION 

07251*  07710*  07722   O795I1* 
MICROORGANISMS, BILE 

07977* 
MICROORGANISMS, BILIARY  TRACT 

O797I1* 
MICROORGANISMS, ESOPHAGUS 

07536*  075I1O* 


lilE 


MICROORGANISMS. GASTBOINTESTINAL 

08027   080U5 
MICROORGANISMS. LABQE  INTESTINE 

071l66 
MICROORGANISMS. METABOtIC  EFFECTS  OF 

07282* 
MIOROOHGANISMS. SMALL  INTESTINE 

071iS6   07U«6   07U7«*  07<S8«  0795U* 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  AND 

MINERAL  METABOLISM, LIVER  TRACE  ELEMENT  AND 

O736I1 
MINERAL  METABOLISM, TRACE  ELEMENT  AND 

0779U* 
MITOSIS 

07380 
MOTILITY  PRESSURE  STUDIES 
SEE   BILIARY  TRACT  MOTILITY 
SEE   ESOPHAGUS  MOTILITY 
SEE   GASTPOINTESTINAL  MOTILITY 
SEE   LARGE  INTESTINE  MOTILITY 
SEE   SMALL  INTESTINE  MOTILITY 
SEE   STOMACH  MOTILITY 
MOTILITY, BILIARY  TRACT 

07265*  0731(9* 
MOTILITY, ESOPHAGUS 

07519 
MOTILITY, GASTROINTESTINAL 

07206*  07275   07276   08030 
MOTILITY, HORMONAL  CONTROL  OF 

07271* 
MOTILITY, LARGE  INTESTINE 

072611*  07266*  07267*  07269*  07757 
MOTILITY, NERVOUS  CONTROL  OF 

07279 
MOTILITY, SMALL  INTESTINE 

07270*  07278   07279 
MOTILITY, STOMACH 

07263*  07268*  07271*  07272   07273   0727U 

07279   07S3U*  07602 
MUCOPOLYSACCHARIDES 

07826* 
MUCOSA, GALLBLADDER 

07339* 
MUCOSA, SMALL  INTESTINE 

071il»8«   071iSlr»   07708*  <3806k* 
MUCOSA, STOMACH 

07297*  07598   07615* 
MUSCLE  MORPHOLOGY, SMOOTH 

07261i* 
MUSCLE  PHYSIOLOGY, SMOOTH 

0726U*  07265*  071(75* 
MUSCULOSKELETAL  SYSTEM 

071(67 

NECROSIS, LARGE  INTESTINE 

0776U   08038 
NECROSIS, LIVER 

07905 
NEONATAL  JAUNDICE 

07U68*  078U1(*  078U6*  07853 
NEOPLASMS, ABDOMEN 

08060 
NEOPLASMS, BENIGN  DUODENUM 

07750 
NEOPLASMS, BENIGN  LARGE  INTESTINE 

07723* 
NEOPLASMS, BENIGN  LIVER 

07881 
NEOPLASMS, BENIGN  MESENTERY 

0801(3 
NEOPLASMS, BENIGN  RECTUM 

07723* 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

07662 
NEOPLASMS, LARGE  INTESTINE 

07729*  07776 
NEOPLASMS, LIVER 

07823*  0781(9   07878   07986 
NEOPLASMS, MALIGNANT  ANUS 

07732   07735   077U3   07759 
NEOPLASMS, MALIGNANT  BILIARY  TRACT 

08008 
NEOPLASMS, MALIGNANT  DUODENUM 

07660   0768I1   07686 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

075U8   07569 
NEOPLASMS, MALIGNANT  GALLBLADDER 

07972*  08001   08006 
NEOPLASMS, MALIGNANT  GASTROINTESTINAL 

07693 


07277   07278 


0760U   07606   07632 


NEOPLASMS, MALIGNANT  LARGE  INTESTINE  „,-.-.  «^Aol,- 

07736  0771(3  07753  07756   07769   07781  07787*  0783l(* 
NEOPLASMS. MALIGNANT  LIVER 

07829*  07831*  07832*  07652   07870   07897* 
NEOPLASMS, MALIGNANT  PANCREAS 

07793*  07800   08025 
NEOPLASMS, MALIGNANT  RECTUM 

07733  07735  077U3   07753  07759   0777S 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

07653*  07681   07708* 
NEOPLASMS, MALIGNANT  STOMACH 

07U87*  07585*  07593  07591(   07599 

08025 
NEOPLASMS, PANCREAS 

07603   O78OI1   O78O6 
NEOPLASMS, RECTUM 

07729* 
NEOPLASMS. SMALL  INTESTINE 

07690 
NEOPLASMS. STOMACH 

07596   07603 
NEOPLASMS. VILLOUS  LARGE  INTESTINE 

07771( 
NEOPLASMS, VILLOUS  RECTUM 

0777I1 
NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

07206* 
NERVOUS  CONTROL  OF  MOTILITY 

07279 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

07283* 
NERVOUS  SYSTEM, CENTRAL 

07355   07537*  07626*  07809   07811 
NEURINOMA 

07516 
NUCLEIC  ACID  METABOLISM 

07UU8*  071(58 
NUCLEIC  ACID  METABOLISM, LIVER 

073U7*  07382   07388   071(11  071(1(1  07^1(3 
NUCLEIC  ACID  SYNTHESIS, LIVER 

07316*  07335*  07379 
NUCLEIC  ACIDS. LIVER 

071(02   071(10 


NUTRITION 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

071(60 


KWASHIORKOR 

MALABSORPTION 

OBESITY 


OBESITY 

07209*  07651*  07680 
OBSTRUCTION. BILIARY  TRAOT 

07830* 
OBSTRUCTION. LARGE  INTESTINE 

07665   0776U   07795* 
OBSTRUCTION. SMALL  INTESTINE  „„»„-« 

076U8*  07653*  07665   07671   07673   07795* 
OBSTRUCTION. STOMACH 

07587* 
OBSTRUCTIVE  JAUNDICE 

07827*  07979*  0798li» 
OMENTUM, GREATER 

07688 

PANCREAS  BICARBONATE  SECRETION 

07303* 
PANCREAS  BIOCHEMISTRY 

07306* 
PANCREAS  CALCULI 

07805 
PANCREAS  CANCER 

07798 
PANCREAS  CHEMICAL  COMPOSITION 

07302* 
PANCREAS  CYSTS 

06031( 
PANCREAS  DEVELOPMENT 

07302* 
PANCREAS  DIAGNOSIS 

07307*  07308*  07806 
PANCREAS  DISEASES 

0779I1*  07795*  0801«» 
PANCREAS  ENZYMES 

07301*  07302*  0730S* 

PANCREAS  INJURIES 

07233   08023 
PANCREAS  MORPHOLOGY 

07233   07305*  07801 
PANCREAS  NEOPLASMS 

07803   0780l(   07806 
PANCREAS  NEOPLASMS, MALIGHAMI 

07793*  07800   06025 
PANCREAS  PSEUDOCYSTS 

07802 


PANCREAS  RUPTURE 

07799   07818 
PANCREAS  SECRETION 

07286»  07U73*  0779il«  07796 
PANCREAS  SURGERY 
07805 


08033 


07801 
PANCREAS  TPAUI«A 

07817 
PANCREAS  TREATMENT 

07802 
PANCREAS  TRYPSIN  SECRETION 

07308» 
PANCREAS  UITSASTKUCTURE 

07208*  07230 
PANCREAS, DRUG  EFFECTS  ON 

07208» 
PANCREAS, HORMONAL  CONTROL  OF 

07286*  07301* 
PANCPEATECTOMY 

07821* 
PANCREATITIS 

07811  07816 
PANCREATITIS  COMPLICATIONS 

07808* 
PANCREATITIS  DIAGNOSIS 

071*99 
PANCREATITIS  ETIOLOnY 

07815 
PANCREATITIS  SURGERY 

07813 
PANCREATITIS  TREATMENT 

07815 
PANCREATITIS, ACUTE 

07812  07813   07818   07819 
PANCREATITIS, CHRONIC 

07303*  07808*  07810   07815 
PANCREATITIS, DISEASES  ASSOCIATED  WITH 

07809   07810   0781)1   07817 
PANCREATITIS, EXPERIMENTAL 

07807* 
PANCREATITIS, METABOLIC  CHANGES  IN 

07807* 
PARACENTESIS, ABDOMEN 

O7I18O*  0772I1*  07728* 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   SCHISTOSOMIASIS 

07872   08072 
PAHASIT-IC  DISEASE  PATHOLOGY 

08061(*  O807I 
PARASITIC  DISEASE-INDUCED  SECONDARY  MALABSORPTION 

08O6H* 
PARASITIC  DISEASES 

SEE   PARASITES  AND  PARASITIC  DISEASES 
PARASITIC  DISEASES  IN  CHILDREN 

08067 
PARASITIC  DISEASES, DISEASES  ASSOCIATED  WITH 

O8O7O 
PARASITIC  DISEASES, PARASITES  AND 
SEE  ALSO   SCHISTOSOMIASIS 

07872   08072 
PARATHYROID  GLANDS 

07583* 
PAVLOV  POUCH  STUDIES 

07291* 
PENTAOASTRIN 

08020* 
PEPSIN 

0729U*  07U78* 
PEPSIN  SECRETION. STOMACH 

07288*  07293* 
PEPSINOGEN 

07288*  0729I1*  07295* 
PEPTIC  ULCER  DIAGNOSIS 

07511 
PEPTIC  ULCER  DIAGNOSIS, RADIOLOGY  IN 

07630 
PEPTIC  ULCER  EPIDEMIOLOGY 

07617*  0763U 
PEPTIC  ULCER  ETIOLOGY 

07617* 
PEPTIC  ULCER  PATHOLOGY 

07615* 
PEPTIC  ULCER  SURGERY 

07617*  07626*  07636   0761*1 
PEPTIC  ULCERS 

07631   07638 
PEPTIC  ULCERS, BLEEDING 

07581*  0761tS 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

07511   07621* 
PIPTIO  ULCERS, DRUG  TREATMENT  OF 

07619*  0761(2 
PERITONEAL  ENDOSCOPY 

0807  ll 


PERITONEOSCOPY 

O78I9 
PERITONEUM  DIAGNOSIS 

07533 
PERITONEUM  RADIOLOGY 
SEE  ALSO   PERITONEUM  DIAUNOSIS 

O75I6 
PERITONITIS 

08011* 
PERITONITIS  TREATMENT 

08011* 
PERITONITIS. EXPERIMENTAL 

O8OI3* 
PERNICIOUS  ANEMIA 

07S8U*  07586* 
PEUTZ-JEGHERS  SYNDROME 

07657   07693 
PHOSPHATASE, ALKALINE 

07U77*  07U92*  07530 
PHOSPHOLIPID  METABOLISM 

071(20 
PHOSPHORUS 

07583* 
PINOCYTOSIS 

07207* 
PLASMA  ENZYMES 

07821(* 
PLASMA  PROTEINS 

07250* 
PNEUMATOSIS  CYSTOIDES  INTE3TINALIS 

07782 
POLYPOSIS, RECTOCOLONIC 

07737 
POLYPS 

SEE   PEUTZ-JEGHERS  SYNDROME 
POLYPS, LARGE  INTESTINE 

0771(9   07760 
PORPHYRIA 

07322*  073UO*  071(81*  07836*  07869 
PORTACAVAL  SHUNT 

07526   078U7*  07966   07967 
PORTAL  CIRCULATION 

0721(1(*  07839*  07868   O790U 
PORTAL  HYPERTENSION 

07953* 
PORTAL  HYPERTENSION  DIAGNOSIS 

071(79*  07839* 
PORTAL  HYPERTENS^IOR  SURGERY 

07808*  07828*  07875   07953* 
POUCH  STUDIES, HEIDENHAIN 

07271*  07287*  07291* 
POUCH  STUDIES, PAVLOV 

07291* 
PREGNANCY 

07880 
PREGNANCY, HEPATITIS  IN 

07919* 
PRESSURE  STUDIES, MOTILITY 
SEE   BILIARY  TRACT  MOTILITY 
SEE   ESOPHAGUS  MOTILITY 
SEE   GASTROINTESTINAL  MOTILITY 
SEE   LARGE  INTESTINE  MOTILITY 
SEE   SMALL  INTESTINE  MOTILITY 
SEE   STOMACH  MOTILITY 
PROLAPSE 

0802U 
PROSTHESIS, ESOPHAGUS 

07S71( 
PROTEIN  ABSORPTION 

072U6* 
PROTEIN  DIGESTION 

07U62 
PROTEIN  METABOLISM 

071(62 
PROTEIN  METABOLISM, LIVER 

073IU*  0731(6*  07385   07396   071(16   07901* 
PROTEIN  SYNTHESIS 

07355 
PROTEIN  SYNTHESIS, LIVER 

07316*  0733l(»  07358   07368   07376   073ei(   071(31(   07U35 
PROTEINS, LIVER 

07383 
PROTEINS, PLASMA 

07250* 
PSEUDOCYSTS, PANCREAS 

07802 
PSYCHOLOGICAL  FACTORS 

O8025   08051 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  ANTRUM 

07268*  07627* 


PYLORIC  3TENH3IS 

0753a»  075I16   07S77*  07610   07617* 
PYLOROPLASTY 

07611   07622* 

RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
«1PF  4TS0   TOXIC  EFFECTS  ON  STOMACH 

0733U°  07U02   07UU9*  07U63   0766U   07689   078U3*  080U0 
RADIOISOTOPE  STUDY  TECHNIQUES 
SEE  ALSO   TRACER  STUDIES 
07820* 
RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

07580* 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

0760U   0761U   07923*  OSOlii* 
RADIOLOGY  IN  PEPTIC  ULCER  DIAGNOSIS 

07630 
RADIOLOOY, ABDOMEN 

07520 
RADIOLOGY, DUODENUM 

07525   07682   07750 
RADIOLOGY, ESOPHAGUS  „„r^r   ^icja 

07519  07536*  07538*  07551  07552  07565  07573 
RADIOLOGY, GALLBLADDER 

O8OOI1 
RADIOLOOY, GASTROINTESTINAL 
SEE  ALSO   GA3TR0INTESTI.UI  DIAGNOSIS 
07527   08032 
RADIOLOGY, LARGE  INTESTINE 

071i9lj   077I18   07780 
RADIOLOGY, LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 
07823*  07857   07878   07979* 
RADIOLOGY, PERITONEUM 
SEE  ALSO   PEPITONEUM  DIAGNOSIS 

07516 
RADIOLOGY, SMALL  INTESTINE 

071J.98 
RADIOLOGY, STOMACH 

07589   07601   07612   07632 
RADIOTHERAPY  IN  CANCER  TREATMENT 

07569 
RECTICULOENDOTHELIAL  SYSTEM, LIVER 

07319* 
RECTOCOLONIC  POLYPOSIS 

07737 
RECTUM 

SEE   ULCEPATIVE  COLITIS 
RECTUM  ANOMALIES 

0771*1 
RECTUM  BIOPSY 

071l97   07725* 
RECTUM  CANCER 

07768 
RECTUM  DISEASES 
077)*6   07771 
RECTUM  IN  CHILDREN 

077U1 
RECTUM  INJURIES 

07758 
RECTUM  MORPHOLOGY 

0721U 
RECTUM  NEOPLASMS 

07729* 
RECTUM  NEOPLASMS. BEMQN 

07723* 
RECTUM  NEOPLASMS. MALIGNANT 

07733   07735   077li3   07753   07759   07775 
RECTUM  NEOPLASMS, VILLOUS 

0777U 
RECTUM  SURGERY  „  , 

07723*  07729*  07739   07778   07785   0805H 

RECTUM, AGE  EFFECTS  ON 

072II1 
RECURRENT  ULCER, GASTRECTOMY-INDUCED 

076211* 
REFLUX, ESOPHAGUS 

075U9  07557 
REGENERATION, LIVER  _ „™,  ,  ,   mi  \.  < 

07323*  07335*  073U7*  07376  07378  07379  07mi3  07mi« 
REGIONAL  ENTERITIS 

07670   07699*  07790* 
REGIONAL  ENTERITIS, DISEASES  ASSOCIATED  WITH 

O77OI1 
REGIONAL  ILEITIS 

RESECTION-INDUCED  SECONDARY  MALABSORPTION . INTESTINAL 

07705* 
RESPIRATORY  COMPLICATIONS 
07539*  07956* 


RESPIRATORY  SYSTEM 

07U69   07621* 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

073IU*  078U3* 
RHYTHM, CIRCADIAN 

07360 
RUPTURE. DUODENUM 

07676   07678 
RUPTURE, ESOPHAGUS 

07SSU  07555  07561 
RUPTURE. LIVER 

.07899*  07900* 
RUPTURE. PANCREAS 

07799   07818 

SALIVA 

071l70   071l72* 
SALIVARY  GLAND  BIOCHEMISTRY  J 

07797  I 

SALIVARY  GLAND  METABOLISM  I 

071l70   071l71 
SALIVARY  GLAND  SECRETIOl^ 

07U72*  071l71l* 
SALIVARY  GLAND  UI.TRASTRUCTUHE 

071l71 
SALMONELLOSIS 

SEE   TYPHOID  FEVER 
SALMONELLOSIS  PATHOLOGY 

07656* 
SALT  ABSORPTION, BILE 

072511*  07982* 
SARCOIDOSIS 

07860 
SARCOMA 

07660   07775   07972* 
SCANNING, SCINTILLATION 

071191*  07517  07529  07872  079U9 
SCHISTOSOMIASIS 

08068 
SCHISTOSOMIASIS  PATHOLOGY 

08065*  08066*  06073 
SCINTILLATION  SCANNING 

07U91*  07S17  07529  07872  079U9 
SECRETIN 

07286*  07303*  07307*  07310* 
SECRETION  IN  DISEASE, STOMACH 

07300   07583*  075811*  07566* 
SECRETION  STUDY  TECHNIQUES 
071l7U* 

"°S7310*'073l6*  073118*  073ll9*  07U73*  07667   07973* 
SECRETION, DRUG  EFFECTS  ON  BILE 

07315*  07338* 
SECRETION. DRUG  EFFECTS  ON  STOMACH 

07280*  07290*  C7298 
SECRETION, DUODENUM 

07307* 
SECRETION. GALLBLADDER 

07339* 
SECRETION. GASTROINTESTINAL 

071l61 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 

07281*  07269*  07292* 
SECRETION, LARGE  INTESTINE 

07U59 
SECRETION, LIVER 

07370 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

07283* 
SECRETION, PANCREAS 

07286*  071l73*  C779U*  07796 
SECRETION, PANCREAS  BICARBONATE 

07303* 
SECRETION, PANCREAS  TRYPSIN 

07308* 
SECRETION, SALIVARY  GLAND 

071l72*  071l7U* 
SECRETION. SMALL  INTESTINE 

0721(7*  07ll59 
''°0722r'0?271*"07282*  07283*  07285*  07286*  07291*  0730 

07602   07625* 

''r,lli:'l',rsil\',lll    07287*  07289*  07290*  07292*  0729 

07296*  07310*  07566*  07616*  07621*  07630   07635 
SECRETION, STOMACH  PEPSIN 

07268*  07293* 
SECRETOR  STATUS, BLOOD  GROUP 

07U77* 
SERUM  CHOLESTEROL 

071165  07531  07711*  07973* 
SERUM  ENZYMES 

07U83* 


0^967 


SEE 
SEE 
SEE 
SEE 
SEE 
SEE 
SEE 


SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 

07367   071l8U«  07S06   07822*  C7831«  0783U#  07931l 
SERUM  HEPATITIS" 

07909*  07910«  0791S*  07917*  07918*  07920*  07921*  07930 
SEX  FACTORS 

07345* 
SHOCK 

072S2* 
SHUNT, PORTACAVAL 

07526   0781i7*  07966 
SIGMOIDITIS 

07723*  07786 
SIQMOIDOSOOPY 

07U82* 
SMALL  INTESTINE 
ENTERITIS 
ILEOCECAL  VALVE 
ILEUS 

INTUSSUSCEPTION 
JEJUNUM 
MALABSORPTION 
PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION 

07236*  07237*  0721iO*  0721il*  072U2*  0721iU*  0721i6*  072U7* 

072U9*  07252*  07253*  072Sll*  07255*  07256   07257   07259 

07260   07696   07719 
SMALL  INTESTINE  ANGIOGRAPHY 

07227 
SMALL  INTESTINE  ANOMALIES 

076U9* 
SMALL  INTESTINE  ATRESIA 

07687 
SMALL  INTESTINE  BIOPSY 

07500   076!i9«  07709*  07715 
SMALL  INTESTINE  CIRCULATION 

07227   0761i3   076Slt»  07659 
SMALL  INTESTINE  CYSTS 

0761*8* 
SMALL  INTESTINE  DEVELOPMENT 

07220 
SMALL  INTESTINE  DIAGNOSIS 

07673   07690 
SMALL  INTESTINE  DISACCHAHIDASES 

07U51* 
SMALL  INTESTINE  DISEASES 

07652*  07667   .  .  -  ..   ... 
SMALL  INTESTINE  DIVERTICULA 

07679 
SMALL  INTESTINE  ENZYMES 

07222   072ll2*  071i51*  071*52*  07U57 
SMALL  INTESTINE  FISTULAS 

07661* 
SMALL  INTESTINE  HISTOLOGY 

07216   07218 
SMALL  INTESTINE 

071*50* 
SMALL  INTESTINE  IN  CHILDREN 

07666 
SMALL  INTESTINE  INJURIES 

0761*9*  07692 
SMALL  INTESTINE  METABOLISM 

07201**  071tll8*  071*53* 
SMALL  INTESTINE  MICROORGANISMS 

07US6   07U66   071i76»  07658*  079Sh* 
SMALL  INTESTINE  MORPHOLOGY 

07207*  07222   07238*  07656*  07719 
SMALL  INTESTINE  MOTILITY 

07270*  07278   07279 
SMALL  INTESTINE  /1UC0SA 

07UU8*  07USU*  07708*  0806U« 
SMALL  INTESTINE  NEOPLASMS 

07690 
SMALL  INTESTINE  NEOPLASMS, BENIGN 

07662 
SMALL  INTESTINE  NEOPLASMS. MALIGNANT 

07653*  07681   07708* 
SMALL  INTESTINE  OBSTRUCTION 

076U8*  07653*  07665   07671   07673 
SMALL  INTESTINE  PATHOLOGY 

07500   0761*8* 
SMALL  INTESTINE  PERFORATION 

07702 
SMALL  INTESTINE  RADIOLOGY 

071*98 
SMALL  INTESTINE  SECRETION 

0721*7*  071*59 
SMALL  INTESTINE  STRICTURE 

07810 
SMALL  INTESTINE  SURGERY 

076U9*  07650*  07651*  07669   07671 

07699*  07700*  07702   07705* 
SMALL  INTESTINE  TRANSPLANTATION 

0721*0*  071*56   0761*7* 


07683   07685   07687   07691   07711*  08016* 


07U92* 


07252* 
IMMUNOLOGY 


06068 


07795* 


07675   07680   07698* 


SMALL  INTESTINE  TREATMENT 

07697*  07698*  07699*  07701   07790* 
SHALL  INTESTINE  ULTRASTRUOTURE 

07201**  07205*  07216   07219   07221*   07232   071*1*9*  07655* 
SMALL  INTESTINE  VOLVULUS 

07661   07691* 
SMALL  INTESTINE, AGE  EFFECTS  ON 

07220 
SMALL  INTESTINE, ALCOHOL  EFFECTS  ON 

071*53* 
SMALL  INTESTINE, DISEASES  ASSOCIATED  WITH 

07707* 
SMALL  INTESTINE, DRUG  EFFECTS  ON 

07201**  07207*  07270*  07578* 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

07205*  07236*  07Uli9*  07655* 
SMOOTH  MUSCLE  MORPHOLOGY 

07261** 
SMOOTH  MUSCLE  PHYSIOLOGY 

07261**  07265*  071*75* 
SODIUM  ABSORPTION 

072U7*  07262   07U55 
SPHINCTER, ESOPHAGUS 

08020* 
SPLENOPORTOGRAPHY 

07628*  07839*  07965 
SPRUE 

07708* 
SPRUE, TROPICAL 

07712* 
STARVATION 

07312*  0731*1**  07381   07K21   071*52*  0782U* 
STEATORRHEA 

07722 
STENOSIS, PYLORIC 

07531**  0751*6   07577*  07610   07617* 
STEROID  METABOLISM, LIVER 

07331*  07333*  07350*  07U03 
STEROIDS 
SEE   CORTICOSTEROIDS 
SEE   LIVER  CHOLESTEROL  METABOLISM 
STOMACH 
SEE   BEZOARS 
SEE   GASTRITIS 
STOMACH  ABSORPTION 

07236* 
STOMACH  ACID  SECRETION 

07280*  07281*  07281**  07287*  07289*  07290*  07292*  07293* 
07296*  07310*  07586*  07616*  07621*  07630   07635 
STOMACH  BIOPSY 

07599 
STOMACH  CANCER 

07589   07605   07612   07611* 
STOMACH  CARCINOGENESIS 

07590 
STOMACH  DIAGNOSIS 

071l87*  071*96   07596   07600 
STOMACH  ENDOSCOPY 

07501 
STOMACH  ENZYMES 

07280*  07282*  07288*  07269*  07296*  071*87* 
STOMACH  FISTULAS 

08029 
STOMAOH  HISTOLOGY 

07226   07237*  07283*  07261**  07585* 
STOMACH  IN  CHILDREN 

07588* 
STOMACH  INJURIES 

07608 
STOMACH  METABOLISM 

07625* 
STOMACH  MORPHOLOGY 

07211   07627*  07628* 
STOMACH  MOTILITY 

07263*  07268*  07271*  07272   07273   07271*   07277   07278 
07279   075311*  07602 
STOMACH  MUCOSA 

07297*  07598   07615* 
STOMACH  NEOPLASMS 

07596   07603 
STOMACH  NEOPLASMS, MALIGNANT 

071*87*  07565*  07593   07591*   07599   07601*   07606   07632 
06025 
STOMACH  OBSTRUCTION 

07567* 
STOMACH  PATHOLOGY 

07U96   07598 
STOMACH  PEPSIN  SECRETION 

07288*  07293* 
STOMACH  RADIOLOGY 

07589   07601   07612   07632 
STOMACH  SECRETION 

07226   07271*  07282*  07283*  07265*  07286*  07291*  07300 
07602   07625* 


IM' 


STOMACH  SECRETION  IN  DISEASE 

07300   07583*  07S811*  07S86» 
STOMACH  SECRETION, DRUQ  ErFECTS  ON 

07280*  07290*  07298  

STOMACH  SECRETION, HORMONAL  CONTROL  OF 

07281*  07289*  07292* 
STOMACH  SECRETION, NERVOUS  CONTROL  OF 

07283* 
STOMACH  SURQERY 

''^75i2*   cVsiri'fel      07577*   07579*   07587*   07588*   07*08 
STOMACH    SURGERK    COMPLICATIONS 

07618*  07623* 
STOMACH  SURGERY  TECHNIQUES 

07595   07611 
"°S758U*"76?3   07615*  07619*  0762U*  07625*  08070 
STOMACH  ULTHA3TRUCTU,<E 

07217   07297*- 
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PREFACE 


"If  I 


GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis  and 
Metabolic  Diseases.   This  specialized  information  medium  has  been  initiated  to  fill  an  existing  great 
need  in  the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster 
and  support  laboratory  and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the 
gastrointestinal  tract.   Publ  icati on  of  GASTROENTEROLOGY  ABSTRACTS  and  C ITATIONS  makes  ava i lable 
citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  published  throughout  the 
world.   Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of  gastroenterology 
have  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National  Institute  of 
Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and  will 
facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.   The  number  and  great   _ 
diversity  of  publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropr i ate _ servi ce 
be  available  to  investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum 
of  delay   Our  aim  is  to  provide  the  readers  with  a  readily  systematized  compilation  of  current  publ i shed 
work.   The  publication  will  provide  the  greatest  usefulness  if  these  interested  investigators  will 
contribute  their  ideas  and  comments  for  consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and  abstracts  from 
the  biomedical  world  literature  as  they  are  currently  received.   In  addition,  yearly  cumulated  subject 
and  author  indexes  are  published. 

This  publications  is  available  free  to  National  Institutes  of  Health  grantees  and  contractors  working  in 
the  field  of  gastroenterology  and  libraries  of  medical  schools.   Requests  from  these  qualified 
individuals  to  receive  free  copies  of  this  publication  must  include  their  grant  or  contract  number  and 


the  title  of  their  project, 
be  addressed  to: 


These  requests  as  well  as  address  changes  and  other  communications  should 


Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 


Other  individuals  and  libraries  may  receive  this  publication  by  subscribing  d^Teotly    to  the  Superintendent 
of  Documents,  U.S.  Government  Printing  Office,  Washington.  D.C.   20402.   Subscription  priceper  year  in 
the  United  States,  Canada,  and  Mexico,  $16.00;  foreign,  $4.00  additional;  and  $1.25  for  a  single  copy. 
Payment  is  required  in  advance,  and  check  or  money  order  should  be  made  payable  to  the  Superintendent 
of  Documents. 
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NOTE 


llliilil 


.»  =.hhrpviated  accord inq  to  the  list  of  abbreviations  used  by  Index  Mediaus. 
.or   i„„r  Jrr'c"":/w  Sd^r^dtn^.  Sb.rev„„o„s  <„i..  so»  .od,fica.io„s)  found  in  *r« 

Medioal  Periodicals,    3rd  Edition,  are  used. 
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Ar. 
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Dan. 

Out. 

E. 

Eston. 

Fin. 

Fl. 
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Ger. 
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Heb. 

Hun. 

Ic. 

In. 
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Czech 
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ABBREVIATIONS  USED  IN  ABSTRACTS 


ACTH 

ADP 

AMP 

ATP 

BSP 

C 

cm 

CNS 

cpm 

DNA 

e.g. 

g 

yg 

hr 

i  .m. 

i  .p. 

lU 

i  .V. 

kg 

LD^O 

LDH 

m 

M 

mEq 

mM 

y 

mC  ,uC 

mg 


adrenocorticotropic  hormone 

adenosine  diphosphate 

adenosine  monophosphate 

adenosine  triphosphate 

sulfobromophthalei  n 

degrees  centigrade 

centimeter (s) 

central  nervous  system 

counts  per  minute 

deoxyribonucleic  acid 

for  example 

gram(s) 

microgram(s) 

hour (s) 

intramuscular 

intraperi  toneal 

international  unit(s) 

intravenous 

ki logram(s) 

median  lethal  dose(s) 

lactic  acid  dehydrogenase 

meter (s) 

molar 

mi  1 1 iequivalent(s) 

mi  1 1 imol ar 

mi  cromol ar 

mi  1 1 i-,microcurie(s) 

mi  1 1 igram(s) 


mi  n 

ml 

mm 

MTD 

NAD 

NADH 

NADP 

NADPH 

ng 

pg 

p.o. 
ppm 
r 
RBC 

resp. 

Rev. 

RNA 

s  .c. 

sec 

SGOT 

SGPT 

U 

UV 

WBC 


minute(s) 

mil  1 i 1 iter(s) 

mi  1 1 imeter (s) 

maximum  tolerated  dose 

nicotanamide  adenine  dinucleotide 

reduced  nicotinamide  adenine  dinucleotide 

nicotinamide  adenine  dinucleotide  phosphate 

reduced  nicotinamide  adenine  dinucleotide 

phosphate 
nanogram  (10"^) 
picogram  (10"^^) 
oral ly 

parts  per  mi  1 1  ion 
Roentgen 

red  blood  cells  (erythrocytes), 
red  blood  count 

respectively 

review  (only  in  citations) 

ribonucleic  acid 

subcutaneous 

second (s) 

serum  glutamic-oxalacet ic  transaminase 

serum  glutamic-pyruvic  transaminase 

uni  t  (s) 

ultraviolet 

white  blood  cells  (leukocytes), 
white  blood  count 

year(s) 
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8075      MUCOSAL  SURFACE  CONVOLUTIONS.   CELLULAR 

AGGREGATES  OBSERVED  ON  THE  ENTERIC 
SURFACE  OF  VARIOUS  SPECIES.   (E.)   Pfeiffer,  C.  J. 
(Mem.  U.  Newfoundland,  St.  Johns,  Canada).  Aroh. 
Fr.   Mai.   App.    Dig.    60(8-9,  SuppI .  3):225-230,  1971. 

Gastric  or  intestinal  samples  were  obtained  from 
a  variety  of  species  and  fixed  for  electron 
microscopy  scanning.   Mucosal  surface  convolutions 
were  observed  on  the  luminal  surface  of  the 
enteric  mucosa  from  the  gastric  fundus  to  the 
rectal  mucosa  in  the  rat,  mouse,  ferret,  squirrel 
monkey,  guinea  pig  and  man.   These  surface  con- 
volutions were  found  to  demarcate  aggregates  of 
surface  mucous  cells  consisting  of  approximately 
5-60  cells.   The  number  of  cells  per  aggregate 
depended  upon  the  site  along  the  alimentary  canal 
and  species.   Within  any  particular  locus  the 
number  of  surface  cells  encompassed  by  I  convolu- 
tion was  variable;  usually  15-30  cells  were 
segregated  by  surface  convolutions  on  the  intestinal 
villi  while  larger  numbers  were  contained  on  the 
gastric  surface.   Openings  to  gastric  pits  or 
pyloric  or  intestinal  glands  lie  within  the  surface 
convolutions,  usually  where  2  or  3  convolutions 
converge.   The  fissures  upon  the  enteric  surfaces 
formed  by  the  convolutions  were  not  strictly 
identical  to  the  glandular  opening  they  contained. 
Openings  to  goblet  cells  were  frequently  seen  on 
the  villous  surfaces,  but  these  openings  did  not 
lie  in  the  surface  convolutions.   Surface  con- 
volutions were  either  regularly  shaped  (rat  gas- 
tric antrum),  irregularly  shaped  (human  gastric 
antrum),  or  somewhat  longitudinally  oriented 
(mouse  rectum).   The  breadth  of  the  fissures 
formed  by  the  surface  convolutions  is  approximately 
5  microns  or  the  width  of  I  cell. 


ALLOGRAFTS.   (E.)   Kunlin,  A.  (Mem.  Hosp.  Cancer 
Allied  Dis.,  New  York,  N.  Y.),  J.  P.  Gaston, 
M.  H.  Shiu,  S.  J.  Winawer  and  J.  G.  Fortner. 
Surg.    Forum   22:237-239,  1971. 

Mongrel  dogs  (11)  were  given  total  small  bowel 
transplants,  with  an  isolated  allograft  pouch 
brought  out  as  a  blind  jejunostomy  and  a  Y-loop 
at  the  proximal  anastomosis  brought  out  as  a 
second  open  jejunostomy.   Another  group  of  dogs 
(5)  were  given  a  short  auxiliary  jejunal  allograph 
divided  also  into  a  blind  pouch  and  an  open  Y- 
loop;  these  animals  had  none  of  their  own  bowels 
removed.   Animals  were  immunosuppressed  with 
azathioprine  and  prednisolone.   Mean  survival  of 
the  auxiliary  loop  dogs  was  't2  days,  compared  to 
8  days  for  dogs  receiving  total  transplants;  the 
poor  survival  in  the  transplant  group  was  not  due 
to  rejection,  but  rather  to  technical  failures, 
massive  fluid  losses,  malabsorption  and  infection. 
Morphological  changes  were  similar  in  the  blind 
pouch  and  the  open  Y-loop,  and  during  rejection, 
consisted  of  mononuclear  cells  infiltration, 
shortening  of  the  villi  and  progressive  epithelial 
damage.   Reversible  rejection  episodes  were  seen 
in  2  long-surviving  dogs.   Mucosal  biopsies  of 
the  pouch  seem  to  reflect  the  histological  state 
of  the  entire  allograft  and  might  be  useful  in 
monitoring  the  rejection  process  in  human  bowel 
t ranspl ants . 


8078 

(U.  Ca 
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1971. 


A  FREEZE-FRACTURE  STUDY  OF  BULLFROG 
GASTRIC  OXYNTIC  CELLS.   (E.)   Forte,  T. 
ifornia  Donner  Lab.,  Berkeley)  and  J.  G. 
J.    Ultrastruat.   Res.    37(3-'4)  :322-33'4, 


8076      "STERNZELLEN"  IN  THE  LIVER:   PERI- 
SINUSOIDAL  CELLS  VJITH  SPECIAL  REFERENCE 
TO  STORAGE  OF  VITAMIN  A.   (E.)   Wake,  K.  (Osaka 
City  U.  Med.  Sch.,  Japan).  Am.    J.   Anat.    132(4): 
429-46I ,  1971. 

The  "Sternzel len"  in  normal  rat  and  rabbit  liver 
and  in  the  liver  of  animals  injected  with  excess 
vitamin  A  were  examined  with  the  light  and 
electron  microscopes.   Stellate  peri  si nusoidal 
cells  were  found  located  in  the  space  of  Disse, 
separated  from  the  sinusoidal  lumen  by  the 
endothelium.   Lipid  droplets  within  the  cytoplasm 
of  these  cells  reacted  intensely  with  gold 
chloride.   The  lipid  droplets  imparted  intense 
vitamin  A  fluorescence  under  the  fluorescence 
microscope,  and  increased  markedly  following  the 
administration  of  excess  vitamin  A.   The  "Stern- 
zellen"  were  identical  with  cells  described  as 
interstitial  or  fat-storing  cells  by  others,  and 
were  different  from  the  so-called  Kupffer's  cells 
of  the  liver  ret iculo-endothel iai  system. 


8077 


THE  ISOLATED  ALLOGRAFT  POUCH:   A  USEFUL 
METHOD  FOR  MONITORING  SMALL  BOWEL 


The  freeze-etch  technique  applied  to  gl utaraldehyde- 
fixed  gastric  mucosa  is  extremely  useful  in 
determining  the  three-dimensional  architecture 
of  the  Bullfrog  oxyntic  cell,  particularly  the 
apical  surface  membrane  and  the  intracellular 
agranular  membrane  system.   The  apical  surface 
of  these  cells  possessed  fingerlike  microvilli 
in  some  cases  and  flattened  lingulae  in  others. 
Flattened  processes  carrying  microvilli  were 
also  present;  this  diverse  morphology  of  the 
cell-free  surface  is  consistent  with  observed 
structural  changes  which  are  related  to  the 
secretory  state  of  the  cell.  Microvillar  con- 
figuration is  probably  analagous  to  processes 
observed  in  a  nonsecreting  cell,  irregular 
Ungulate  processes  being  associated  with 
maximally-secreting  oxyntic  cells.   In  the  smooth 
membrane  system,  tubules,  not  vesicles,  were 
abundant  and  occasionally  branched,  but  they 
terminated  in  blind,  bulbous  regions  within  the 
cytoplasm.   The  smooth  membrane  system  was 
designated  as  bulbotubules .   Inspection  of  the 
membrane  fracture  faces  provided  evidence  con- 
sistent with  the  hypothesis  that  the  inner 
luminal  surface  of  the  tubules  was  structurally 
analogous  to  the  outer  surface  of  the  apical 
plasma  membrane. 
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8079      ULTRASTRUCTURAL  AND  MORPHOMETRIC  STUDY 

OF  THE  PARENCHYMAL  LIVER  CELLS  OF  THE 
RAT,  FOLLOWING  THE  INHIBITION  OF  PROTEIN  SYNTHESIS 
BY  CYCLOHEXIMIDE.   (Ger.)   Riede,  U.  N.  (U.  Basel 
Pathol.  Inst.,  Switzerland),  C.  Seebass  and  H.  P. 
Rohr.  Virchows  Arch.    [Zellpathol.]    9(l):l6-27, 
1971. 

During  the  first  3-6  hr  after  a  single  i. p.  in- 
jection of  cycloheximide,  rat  parenchymal  liver 
cells  showed  a  significant  increase  of  the  number 
of  rounded  mitochondria  and  microbodies,  accom- 
panied by  a  considerable  diminution  of  their  size 
and  a  considerable  reduction  of  the  volume  and 
surface  density  of  smooth  endoplasmic  reticulum, 
as  well  as  a  reduction  of  the  surface  density 
(only)  of  rough  endoplasmic  reticulum.   The 
number  of  free,  as  contrasted  to  membrane-bound, 
ribosomes  was  also  greatly  increased.   This 
initial  period  was  followed  by  a  sharp  increase 
of  lysosomal  activity,  preceding  a  "restitution 
stage",  which  was  characterized  by  proliferation 
of  the  Golgi  apparatus,  an  overcompensatory 
regeneration  of  rough  endoplasmic  reticulum  and  a 
significant,  transitory  increase  of  the  number 
of  fat  bodies.   This  final  stage  of  response 
tended  to  end  within  2k-k8   hr  after  injection. 


8080      AN  UNUSUAL  INTIMATE  RELATIONSHIP  BETWEEN 

ENDOCRINE  CELLS  AND  OTHER  TYPES  OF 
EPITHELIAL  CELLS  IN  THE  HUMAN  STOMACH.   (E.) 
Rubin  W.  (Med.  Coll.  Pennsylvania,  Philadelphia). 
J.    Cell  Biol.    52(0:219-227,  1972. 

In  random  sections  of  normal  human  gastric  mucosa, 
the  endocrine  cells  frequently  appeared  embedded^ 
within  individual  epithelial  cells  of  all  varieties, 
such  as  chief,  parietal,  undifferentiated  neck, 
mucous  gland,  pyloric  gland,  and  pit  cells.   Of 
298  endocrine  cells,  97  (33^)  appeared  embedded 
or  surrounded  at  least  on  their  lateral  and 
superior  surfaces  by  single  epithelial  cells. 
In  atrophic  gastric  mucosa  where  endocrine  cells^ 
are  more  abundant,  this  morphological  relationship 
between  endocrine  and  other  epithelial  cells  was 
even  more  apparent;  single  epi thel ial  eel  1 s  fre- 
quently enclosed  more  than  one  endocrine  cell. 
Apposing  cell  membranes  of  both  endocrine  cells 
and  surrounding  epithelial  cells  exhibited  a^ 
strong  adenosine  triphosphatase  (ATPase)  activity, 
but  no  alkaline  phosphatase,  acid  phosphatase  or 
thiamine  pyrophosphatase  activities.   Inosine 
diphosphatase  activity,  similar  to  that  of  ATPase 
in  distribution,  generally  required  longer 
incubations  and  produced  a  lighter  and  more 
variable  precipitate.   The  morphological  relation- 
ship between  endocrine  and  epithelial  cells  is 
somewhat  similar  to  that  between  neurons  and 
their  satel 1 i te  eel  Is. 

8081      MONONUCLEAR  PHAGOCYTES  (KUPFER  CELLS) 

AND  ENDOTHELIAL  CELLS.   IDENTIFICATION 
OF  TWO  FUNCTIONAL  CELL  TYPES  IN  RAT  LIVER 
SINUSOIDS  BY  ENDOGENOUS  PEROXIDASE  ACTIVITY.   (E.) 


Widmann,  J. -J.  (Boston  City  Hosp.  ,  Mass.),  R.  S. 
Cotran  and  H.  D.  Fahimi.  J.    Cell  Biol.    52(1): 
159-170,  1972. 

On  the  basis  of  ul trastructural  characteristics 
and  peroxidase  activity,  3  different  types  of 
cells  in  rat  liver  sinusoids  could  be  differentiated, 
Typical  peroxidase-positive  cells  ('♦Ol  of  hepatic 
sinusoid  cells)  exhibited  electron  opaque  re- 
action product  in  the  nuclear  envelope  and  endo- 
plasmic reticulum.   These  cells  had  abundant 
cytoplasm,  were  rich  in  cytoplasmic  organelles 
and  had  numerous  vacuoles  and  granules,  and 
occasional  tubular,  vermiform  invaginations. 
After  colloidal  carbon  injection,  a  continuous 
line  of  carbon  particles  was  seen  attached  to 
the  cell  membrane  facing  the  luminal  aspect  of 
the  hepatic  sinusoid.   Evidence  of  avid  phago- 
cytosis included  occasional  pseudopods  and  the 
presence  of  membrane-bounded  phagosomes  containing 
carbon  particles.  Latex  particles  (mean  diameter 
0.8  microns)  were  phagocytized  exclusively  by 
peroxidase  positive  cells.   Peroxidase-negat i ve 
cells,  the  typical  wall  formimg  endothelial  cells 
{h^%   of  cells),  possessed  a  smaller  nucleus  and 
had  less  cytoplasm  and  fewer  organelles.   Cyto- 
plasmic extensions  of  these  cells  showed  many 
micropinocytotic  vesicles  and  exhibited  fenestra- 
tions or  sieve  plates.   These  cells  ingested 
small  amounts  of  carbon  (micropi nocytosi s) , 
exhibited  no  carbon  particle  sticking  on  their 
membranes,  and  did  not  ingest  larger  latex 
particles.   Fat-storing  cells  were  peroxidase 
negative  and  totally  nonphagocyt ic .  The  peroxidase 
reaction  thus  distinguishes  typical  mononuclear 
phagocytes  or  Kupffer  cells  of  rat  liver  from 
endothelial  lining  cells. 


8082 


R.  W 
B.  D 


LIPOPROTEINS  ASSOCIATED  WITH  THE  GOLGI 
APPARATUS  ISOLATED  FROM  EPITHELIAL 
CELLS  OF  RAT  SMALL  INTESTINE.   (E.)   Mahley, 

(Vanderbilt  U.  Sch.  Med.,  Nashville,  Tenn.), 
Bennett,  D.  J.  Morr€,  M.  E.  Gray,  W. 
Thistlethwaite  and  V.  S.  LeQuire.  Lah.    Invest. 
25(5):'*35-'»'*'*,  1971. 

A  rat  small  intestine  epithelial  cell  fraction^ 
was  prepared  which  contained  a  high  concentration 
of  Golgi  apparatus.  Among  the  Golgi  particles 
were  seen  2  separate  types  with  respect  to  size: 
very  low  density  lipoprotein  particles  which 
ranged  in  diameter  from  250  to  800  angstrom  A;_ 
and  chylomicrons  which  were  larger  than  800  A  m 
diameter.   Both  types  of  particles  were  found 
within  the  tubular  network  of  the  same  Golgi 
complex.   Secretory  vesicles,  which  contained 
either  chylomicrons  or  the  lipoprotein  particles, 
were  associated  with  the  same  ci sterna  of  a 
single  Golgi  apparatus;  only  rarely  did  a  single 
vesicle  contain  both  sizes  of  particles.   The 
Golgi  particles  from  the  vesicles  and  tubules  of 
the  Golgi  apparatus  were  floated  at  a  density  of 
1.006  after  the  Golgi  membranes  were  fragmented 
by  sonication,  and  negative  staining  of  these 
particles  revealed  2  distinct  populations  of 
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particles:   1  was  in  the  range  of  250-800  A; 
characteristic  of  the  very  low  density  lipoproteins; 
the  second  ranged  from  900-2,500  A,  characteristic 
of  chylomicrons,  and  those  larger  than  1,500  A 
tended  to  occur  in  clusters.   Using  antiserum  to 
the  apoproteins  of  rat  plasma  very  low  density 
lipoproteins,  after  del ipidat ion ,  by  Ouchterlony 
immunodiffusion,  there  were  found  to  be  precipitin 
lines  of  identity  between  the  intestinal  Golgi 
particles,  plasma  very  low  density  lipoproteins 
and  plasma  low  density  lipoproteins. 


8083      PHOSPHORVLATED-INTERMEDIATE  OF  MICROSOMAL 

ATPASE  FROM  RABBIT  GASTRIC  MUCOSA.   (E.) 
Tanisawa,  A.  S.  (U.  California  Dept.  Physiol. 
Anat.,  Berkeley)  and  J.  G.  Forte.  Aroh.    Bioahem. 
Biophys.    l'(7(l):  165-175,  1971  . 

A  microsomal  fraction  was  prepared  from  the 
gastric  mucosa  of  rabbits  and  some  biochemical 
aspects  of  an  active  magnesium-dependent  adenosine 
triphosphatase  (ATPase)  were  studied  using  ^^P-KTP. 
Labeling  of  the  ATP  with  the  ^^p  ^^^   ^f   2    types: 
1  showed  rapid  formation  and  turnover  and  was 
sensitive  to  hydroxylami ne  treatment;  the  other 
showed  slow  formation  and  turnover,  and  was  in- 
sensitive to  hydroxylaminolysis.   The  first  type 
of  labeling  corresponded  to  the  observed  rapid 
ATPase  activity  and  was  studied  further,  revealing 
that  the  ^^P  could  not  be  extracted  with  lipid 
solvents.   The  possibility  of  an  acyl  phosphate 
linkage  was  further  suggested  by  its  actions 
under  varying  pH  and  its  sensitivity  to  hydroxyl- 
amine.   Incorporation  of  ^^p  required  Mg++,  but 
was  not  affected  by  Na"*"  or  ouabain.   In  the  pres- 
ence of  thiocyanate,  enzyme  activity  was  depressed 
and  the  intermediate  accumulated;  the  opposite 
was  seen  in  the  presence  of  K+. 


808A      PASSAGE  OF  FUCOSE-^H  LABEL  FROM  THE 

GOLGI  APPARATUS  INTO  DENSE  AND  MULTI- 
VESICULAR BODIES  IN  THE  DUODENAL  COLUMNAR  CELLS 
AND  HEPATOCYTES  OF  THE  RAT.   (E.)   Bennett,  G. 
(McGill  U.  Dept.  Med.,  Montreal,  Quebec,  Canada) 
and  C.  P.  Leblond.  J.    Cell  Biol.    51 (3) :875-880, 

Tritium-labeled  fucose,  a  stable  sugar  selectively 
taken  up  into  glycoproteins,  was  given  by  single 
injection  to  2-  to  3-week-old  rats.   The  distribu- 
tion of  the  glycoprotein  was  then  determined  at 
definite  time  intervals  in  the  duodenal  columnar 
cells  and  hepatocytes  of  the  rat.  The  dense 
bodies  of  the  duodenal  cells  showed  a  variable 
concentration  of  label  with  time.   These  bodies 
were  classified  as  uniformly  dense  bodies,  bodies 
with  1-3  vesicles,  and  multivesicular  bodies  (4 
or  more  vesicles).   Electron  microscope  radio- 
autograph  revealed  that  fucose  was  over  the  Golgi 
apparatus  at  2  min,  over  dense  bodies  at  5  min,, 
at  35  min.,  over  all  types  of  bodies  with  the 
least  amount  in  the  MVB.   Few  multivesicular 
bodies  were  found  in  liver  cells.   Over  80^  of 
the  total  radioactivity  overlay  the  Golgi 


apparatus  in  the  liver  cells  at  2  min.   The  pres- 
ence of  acid  phosphatase  indicates  that  these 
bodies  are  lysosomes.   These  results  indicate 
that  the  Golgi  apparatus  is  the  site  of  completion 
of  synthesis  for  lysosomal  glycoproteins. 


8085      NEURAL  CREST  ORIGIN  OF  THE  ENDOCRINE 

POLYPEPTIDE  (APUD)  CELLS  OF  THE  GASTRO- 
INTESTINAL TRACT  AND  PANCREAS.   (E.)   Pearse, 
A.  G.  E.  (Roy.  Postgrad.  Med.  Sch.,  London)  and 
J.  M.  Polak.  Gut   12(10) :783-788,  1971. 

Cells  possessing  the  cytochemical  characteristics 
described  as  APUD  (Amine  Precursor  Uptake  and 
Decarboxylation),  involving  tyrosine  metabolism, 
can  be  detected  by  formal dehyde- induced  fluorescence. 
Seventy-eight  embryos  from  10  pregnant  albino 
mice  who  had  received  a  single  i.p.  injection  of 
L-DOPA  (100  mg/kg) ,  were  serially  sectioned  and 
examined  for  APUD  cells.   The  period  of  gestation 
extended  from  the  seventh  to  the  twelfth  day. 
The  cells  were  noted  at  7  to  8  days  to  travel 
down  the  central  stream  of  the  neural  crest, 
traverse  the  mesenchyme  between  the  neural  tube 
and  pharynx  and  to  colonize  the  fourth  pouch  and 
the  wall  of  the  pharyngeal  tube.   At  10-11  days 
the  amine  precursor  cells  were  detected  in  the 
wall  of  the  definitive  stomach,  the  duodenum,  and 
the  duct-like  areas  of  the  pancreas.   It  cannot 
be  determined  whether  all  endocrine  polypeptide 
cells  are  of  neural  crest  amine  precursor  origin, 
or  if  differentiation  of  epithelial  cells  of  the 
gut  also  takes  place.   Environmental  differences 
could  modify  an  original  single  cell  type  to 
produce  different  hormones.   Cells  in  a  similar 
environment  may  produce  different  hormones 
through  differences  in  innervation. 


8086      THE  EFFECT  OF  SAPONIFICATION  UPON 

CERTAIN  HISTOCHEMICAL  REACTIONS  OF  THE 
EPITHELIAL  MUCINS  OF  THE  GASTROINTESTINAL  TRACT. 
(E.)   Culling,  C.  F.  A.  (U.  British  Columbia 
Dept.  Pathol.,  Vancouver,  Canada),  P.  E.  Reid 
and  W.  L.  Dunn.  J.    Histoahem.    Cytoahem.    19(11): 
65^4-662,  1971. 

The  effect  of  a  variety  of  fixatives  both  with 
and  without  formalin  on  periodic  acid-Schiff  (PAS) 
reactivity  of  the  gastrointestinal  tract  mucins 
before  and  after  saponification  was  studied  using 
specimens  taken  from  man,  guinea  pigs,  rabbits 
and  rats.   An  increase  in  PAS  reactivity  which 
was  independent  of  fixation  and  processing  was 
observed  after  saponification  in  all  specimens 
studied.   Whereas  in  man  and  rat  the  increase  in 
staining  was  confined  to  the  ileocecal  valve  and 
below,  in  the  guinea  pig  it  was  limited  to  the 
large  intestine  and  rectum,  and  in  the  rabbit 
the  difference  was  seen  in  the  Brunner's  glands, 
the  ileocecal  valve,  the  large  intestine  and  the 
rectum,   \7hile  in  man  the  increase  was  not  con- 
fined to  any  part  of  the  crypts,  in  rats  it  was 
found  mainly  in  the  base,  and  in  rabbits  it 
occurred  predominantly  at  the  luminal  end.   In 


967 


MORPHOLOGY,  CELLULAR  STRUCTURE  AMD  HISTOCHEMISTRY 


many  cases  the  effect  of  saponification  was 
associated  with  an  increase  in  basophilia  due  to 
the  presence  of  sulfate  and/or  other  highly^ 
acidic  groups.   Thus,  the  increase  in  staining 
due  to  saponification  may  be  due  to  an  unmasking 
of  sulfate  and/or  other  highly  acidic  groups. 


8087      STRUCTURE  OF  MAMMALIAN  PORTAL  VEIN: 

POSTNATAL  ESTABLISHMENT  OF  TWO  MUTUALLY 
PERPENDICULAR  MEDIAL  MUSCLE  ZONES  IN  THE  RAT. 
(E  )   Ts'ao,  C.-H,  (U.  Chicago  Pritzker  Sch.  Med., 
111.),  S.  Glagov  and  B.  F.  Kelsey.  Anat.   Reo. 
\l\\h):hSl-^(>3,    1971. 

Special  structural  features  characteristic  of  the 
extrahepatic  segment  of  mammalian  portal  veins 
are  not  present  at  birth  but  develop  rapidly 
during  early  postnatal  life.   At  birth,  intimal 
and  medial  cells  form  a  wall  of  poorly  differ- 
entiated interdigitating  rounded  cells  distinct 
from  adventitia  in  rats.   Within  a  week,  the  media 
is  distinct  from  endothelium  and  has  been  parti- 
tioned into  2  smooth  muscle  zones,  which  attain^ 
their  respective  spatial  orientations  (longitudinal 
and  circular)  in  the  ensuing  2  weeks.   Collagen 
and  elastic  fibers  of  the  intervening  medical 
fibrous  layer  are  eventually  oriented  circumfer- 
entially  while  those  of  the  adventitia  are 
longitudinal.   Inner  smooth  muscle  zones  become 
indistinguishable  from  usual  vascular  smooth 
muscle,  while  smooth  muscle  of  outer  zones  acquire 
more  mitochondria  and  pinocytotic  vesicles  than 
is  usual,  suggesting  a  relatively  higher  metabolic 
level.   Vasa  vasorum  appear  in  the  outer  muscle 
layer  at  about  2  weeks  and  nerve  fibers  appear 
even  later.   Postnatal  establishment  of  a  special, 
double-layered  neuromuscular  structure  may  be 
related  to  the  adaptation  of  the  portal  circulation 
to  the  effective  closure  of  the  ductus  venosus. 


8089      ULTRASTRUCTURAL  CORRELATION  OF  ENHANCED 
SODIUM  ABSORPTION  FOLLOWING  SMALL  BOWEL 
RESECTION.   (E.)   Tilson,  M.  D.  (Yale  U.  Sch. 
Med.,  New  Haven)  and  H.  K.  Wright.  Surg.    Forum 
22:366-367,  1971. 

Rats  underwent  a  50°^  small  bowel  resection,  and 
2  weeks  later  the  epithelial  cells  from  the^ 
remaining  jejunum  and  ileum  were  examined  with 
the  electron  and  light  microscopes.   There  was  a 
conspicuous  elaboration  of  the  lateral  cell  mem- 
brane, which  over-folded  itself  to  occupy  the 
entire  apical  cytoplasm  of  some  of  the  cells,  and 
enlarged  intracellular  spaces  were  seen.   The 
microvilli  were  hypertroph ied  with  marked  increase 
in  height  of  the  brush  border.   These  organelles 
are  related  to  solute  transport,  and  may  account 
for  the  increased  physiological  activity  associated 
with  increased  intestinal  absorption  after  massive 
bowel  resection. 

8090  THE  FINE  STRUCTURE  OF  THE  MONKEY 
SUBMANDIBULAR  GLAND  WITH  A  SPECIAL 

REFERENCE  TO  INTRA-ACINAR  NERVE  ENDINGS.   (E.) 
Kagayama,  M.  (Tohoku  U.  Sch.  Dent.,  Sendai  ,  Japan). 
Am.   J.   Anat.    1 31  (2) : 185-196 ,  1971. 

8091  SOME  RECENT  CONTRIBUTIONS  OF  ANATOMY 

TO  THE  PHYSIOLOGY  OF  THE  GASTROINTESTINAL 
TRACT.   (E.)   Wyburn,  G.  M.  (U.  Glasgow  Dept. 
Anat.,  Scotland).  R.C    Bom.    Gastroenterol. 
3(l):'*7-57.  1971. 

8092  MITOCHONDRIAL  HEXOKINASE  FROM  SMALL 
INTESTINAL  MUCOSA  AND  BRAIN.   (E.) 

Mayer,  R.  J.  (U .  Nottingham,  Med.  Sch.,  England) 

and  G.  Hubscher. 

1971. 


Bioohem.   J.    1 2'*  (3): '♦9 1-500, 


ISOLATION  AND  LONG-TERM  CELL  CULTURE 
OF  EPITHELIAL-LIKE  CELLS  FROM  RAT 
LIVER.   (E.)  Williams,  G.  M.,  E.  K.  Weisburger 
and  J.  H.  Weisburger  (NCI,  Bethesda,  Md . ) .  Exp. 
Cell  Res.    69(1 ) : 106-I 1 2 ,  1971. 

The  separation  of  f i brobl ast-1 i ke  cells  from 
epithelial-like  cells  of  livers  of  10-day-old 
rats  and  the  maintenance  of  the  obtained  epithelial 
like  cell  lines  in  long-term  culture  are  described. 
The  sequential  passage  of  primary  cultures 
achieved  a  separation  of  cell  types  resulting 
from  a  difference  in  adherence  to  the  culture 
surface.   The  doubling  time  in  \0%   fetal  calf 
serum  was  1*8  hr  for  all  lines.   Of  the  8  cell 
lines  that  were  initiated,  2  stopped  growing  and 
subsequently  died  out  after  2  and  3  months  in 
culture;  however,  the  others  have  maintained 
their  morphology  for  up  to  9  months  of  continuous 
culture.   The  plating  efficiency  for  seeding  at 
2  5  X  10^  cells  per  dish  was  about  80^  in  5-154 
serum  for  all  cell  lines.   Newborn  rats  receiving 
1.0  and  5.0  X  10^  cells  s.c.  have  been  followed 
for  9  months  with  no  evidence  of  tumorigeni ci ty . 


8093      GLUCAMYLASE  ACTIVITY  OF  HUMAN  INTESTINAL 

MUCOSA.   (E.)   Auricchio,  S.  (U.  Naples 
2nd  Pediatr,  Dept.,  Italy),  F.  Ciccimarra  and  E. 
Starace.  R.C.   Rom.    Gastroenterol.    3(U:l-»,  ly/i. 

809it      COMPARISON  OF  THE  ADVANTAGES  OF  SEVERAL 

HISTOLOGICAL,  ULTRASTRUCTURAL  AND 
HISTOCHEMICAL  TECHNIQUES  FOR  THE  STUDY  OF  THE 
ENDOCRINE  CELLS  OF  THE  MUCOSA  OF  THE  DIGESTIVE 
TRACT.   (Fr.)   Tusques,  J..  G.  LeFranc,  G.  Prada 
and  A.  L'Hermite.  Rev.    Cent.   Hosp.    Umv.    (Parts) 
17:23-27,  1971. 

8095      EVIDENCE  FOR  THE  PRESENCE  OF  NON- 

ADRENERGIC  INHIBITORY  NERVES  IN  THE 
HUMAN  TAENIA  COL  1.   (E.)   Rikimaru,A.  (Tohoku 
U.  Sch.  Med.,  Sendai,  Japan),  Y.  Fukushi  and  T 
Suzuki.  Tohoku  J.    Exp.    Med.    IOM2)  :  199-200 ,  1971. 

8096      SCANNING  ELECTRON  MICROSCOPIC  STUDIES 
ON  MESOTHELIAL  CELLS  IN  EXPERIMENTAL 
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PERITONITIS.   (Ger.)   Forteza  Vila,  J.  (U.  Ulm 
Biol.  Ctr.,  Germany),  W.  Mohr,  T.  Ricker  and  G. 
Beneke.  Virahcws  Arah.     [ZeZlpathol.]    0(3):225-229 
1971. 


8097      HISTOCHEMICAL  AND  ULTRASTRUCTURAL 

STUDY  OF  ACID  PHOSPHATASE,  ALKALINE 
PHOSPHATASE,  AND  ADENOSINE  TRIPHOSPHATASE  CONTENTS 
IN  THE  PARS  PROVENTRICULARIS  EPITHELIUM  OF  THE 
HORSE  STOMACH.   (Ger.)   Schnorr,  B.  (Justus 
Liebig  U.  Inst.  Vet.  Anat.,  Giessen,  Germany)  and 
K.  H.  Wille.   Z.  Zellforsah.    Mikrosk.   Anat.    ]]k(k): 
482-'t92,  1971. 


8098      SOME  QUANTITATIVE  DATA  REGARDING  THE 

NUCLEOLI  IN  CELL  NUCLEI  FROM  RAT  LIVER 
OF  DIFFERENT  PLOIDY  CLASSES.   (E.)   Meinders 
Groeneveld,  J.  (U.  Amsterdam  Histol.  Lab.)  and  J. 
James.   2.  Zellforsah.    Mikrosk.   Anat.    11'4(2)- 
165-17'!,  1971. 


8099      DELINEATION  OF  THE  CANINE  GASTRIC 

ANTRUM  WITH  pH  PROBE  AND  DYE  INDICATOR. 
(E.)   Schneider,  R.  L.  (Howard  U.  Coll.  Med., 
Washington,  D.  C),  E.  B.  Chung,  B.  Syphax  and 
L.  D.  Leffall,  Jr.  J.    Natl.    Med.    Assoa.    63(3): 
202-20'4  £  209,  1971. 


8100      STRUCTURE  AND  VASCULARIZATION  OF  THE 

PORTAL  VEIN  IN  SOME  LABORATORY  ANIMALS. 
(Bui.)   Hristova,  M.  Eksp.    Med.    Movfol.    10(1): 
18-21,  1971. 


8101      A  STABILIZING  INFLUENCE  OF  POSTMICROSOMAL 

SUPERNATANT  FLUID  ON  LIVER  POLYMICRO- 
SOMES.   (Bui.)   Angelov,  E.  C.  Eksp.    Med.    Morfol. 
iO(l):'45-^9,  1971. 


8102      ISOLATION  OF  A  PROTEIN  FRACTION  FROM 
RAT  LIVER  RIBOSOMES  INITIATING  POLY- 
PHENYLALANINE  SYNTHESIS  AT  LOW  Mg2+  IONS  CONCEN 
TRATIONS.   (E.)   Grummt,  F.  (German  Acad 
Inst.  Cell  Physiol.,  Berlin)  and  H 
J.    Bioahem.    21 (2) : 21 0-2 16  ,  1971. 


Sci. 
B  i  e 1 ka .  Eur, 


8103      PHOTOMETRIC  DETERMINATION  OF  GLYCOGEN 

IN  STAINED  LIVER  SECTIONS.   A  METHODOLOG- 
ICAL STUDY.   (E.)   Sandstrom,  B.   (U.  Uppsala 
Dept.  Human  Anat.,  Sweden).  Histoohemie   25(l)- 
15-20,  1971. 


SlOi*      ULTRASTRUCTURE  OF  THE  GASTRIC  MYENTERIC 

PLEXUS.  (Fr.)  Gabella,  G.  (U.  Turin 
Inst.  Anat.,  Italy)  and  G.  Fornari.  C.R.  Assoc 
Anat.    (Paris)    1 '46:'»96-504 ,  I971. 


8IO5      HISTOCHEMISTRY  OF  LIPIDS  IN  THE 

MA/1MALIAN  PANCREAS.   (Fr.) 
Gospodinov,  C.  (Sch.  Med.,  Sofia,  Bulgaria)  and 
P.  Petkov.  C.R.   Assoo.   Anat.    1 '46 :51 1 -5I 3  ,  I971. 


8106  A  STUDY  ON  THE  LYMPHATIC  APPARATUS  IN 
THE  PANCREAS  OF  MACACA  CYCLOPIS,  WITH 

SPECIAL  REFERENCE  TO  DEVELOPMENT.   (E.)   Tsai  , 
H.  K.  (Natl.  Taiwan  U.  Coll.  Med.,  Taipei). 
Okajimas  Folia  Anat.    Jap.    h7  (6) :k33-kk3 ,    I97I. 

8107  THE  HISTOLOGICAL  STRUCTURE  OF  STOMACH 
IN  BAT  (RHINOFOME  KINNEARl).   (E.) 

Swarup,  B.  (Jawaharlal  Nehru  Med.  Coll.,  Aligarh, 
India),  D.  Kumar  and  B.  N.  Sinha.  Indian  J.  Med. 
Res.    59(2):259-26'4,  1971. 


8108      INDIGOGENIC  METHODS  FOR  GLYCOS I  OASES . 
III.   AN  IMPROVED  METHOD  WITH  ^4  C 1  5 
Br  3  INDOLYL  B  D  FUCOSIDE  AND  ITS  APPLICATION  IN 
STUDIES  OF  ENZYMES  IN  THE  INTESTINE,  KIDNEY  AND 
OTHER  TISSUES.   (E.)   Lojda,  Z.  (Charles  U., 
Sch.  Med.,  Prague)  and  J.  Kraml .  Histoahemie 
25(3):195-207,  1971. 


8109      HISTOCHEMISTRY  OF  THE  LIPIDS  IN  THE 

PANCREAS  OF  GUINEA  PIG.   (E.)   Petkov, 
P.  (Med.  Sch.,  Sofia,  Bulgaria),  C.  Gospodinov, 
I.  Izmirov  and  S.  Donev.  Aata  Histoahem.     (Jena) 
39(2):185-I9't,  1971. 


8110      CYTOCHEMICAL  STUDIES  ON  THE  APPEARANCE 
OF  LYSOSOMAL  ENZYMES  IN  UNUSUAL  STRUC- 
TURES OF  RAT  LIVER  CELLS.   (E.)   Krzyzowska  Gruca, 
S.  (Inst.  Oncol.,  Gliwice,  Poland),  S.  Gruca  and 
A.  Vorbrodt.  Acta  Histoahem.    (Jena)    ^tOd): 
98-107,  1971. 


8111      DISTRIBUTION  OF  CADMIUM  AMONG  PROTEIN 

FRACTIONS  OF  MOUSE  LIVER.   (E.) 
Nordberg,  G.  F.  (Karolinska  Inst.,  Stockholm), 
M.  Piscator  and  B.  Lind.  Aata  Pharmaaol.    Toxicol. 
(Kbh.)   29(5-6)  :it56-i)70,  1971. 


See  also  number:   86^)7 


* 


969 


ABSORPTION —  EXCRETION —  TRANSPORT 


8112      INTESTINAL  TRANSPORT  OF  AMINO  ACID 

RESIDUES  OF  DIPEPTIDES.   I.   INFLUX  OF 
THE  GLYCINE  RESIDUE  OF  GLYCYL-L-PROL INE  ACROSS 
MUCOSAL  BORDER.   (E.)   Rubino,  A.  (U .  Naples  2nd 
Deot  Pediatr.,  Italy),  M.  Field  and  H.  Schwachman. 
J.   Biol.    Chem.    2it6 (1 1 )  :35'*2-35'f8,  1971. 

An  8-cm-long  segment  of  rabbit  ileum  was  used  to 
study  the  in  vitro  flux  of  the  glycine  residue 
of  (glycyl^^^cTTTycyl-L-proline  (Gly-Pro)  from 
the  intestinal  lumen  into  mucosal  cells.   Using 
this  dipeptide  at  concentrations  of  0.05-32  mM 
there  were  seen  to  be  2  saturable  influx  processes: 
the  first  had  a  value  for  maximal  influx  (Vmax) 
of  0  59  micromole/cm2  hr  and  an  apparent  Michael is- 
Menton  constant  (K^  of  0.93  mM,  while  the  other 
had  a  Vmax  of  '♦.OS  wmoles/cm^  hr  and  a  Kt  of  5b. U 
mM.   Further  studies  of  the  first  process  revealed 
that  the  influx  at  0.5  mM  concentration  of  Gly-Pro 
was  not  affected  by  20  mM  glycine  and  was  inhibited 
only  81  by  20  mM  L-proline,   Gly-Pro  (20  mM)  did 
not  inhibit  the  influx  of  either  0.5  mM  glycine^ 
or  0.5  mM  proline.  A  marked  inhibition  of  glycine 
influx  was  seen  with  L-methionine  (Met),  L-phenyl- 
alanine  (Phe)  and  L-leucine,  while  littleor  no 
effect  on  Gly  (Gly-Pro)  influx  was  seen  with 
these  single  amino  acids.   Gly(Gly-Pro)  influx 
was  markedly  inhibited  by  Met-Pro  and  Phe-Pro 
both  of  which  had  little  effect  on  glycine  influx. 
Only  those  peptides  which  lacked  a  free  ammo 
group  in  the  a-position  failed  to  inhibit  Gly 
(Gly-Pro)  influx.  Absence  of  Na+  in  the  mucosal 
medium  inhibited  Gly(Gly-Pro)  influx  by  reducing 
Vmax  and  inhibited  glycine  influx  by  increasing 
Kt    Influx  of  Gly  Gly-Pro  was  reduced  by  loading 
tissues  with  50  mM  of  glycine  or  Gly-Pro,  but 
not  inhibited  by  preloading  with  50  mM  of  proline, 
leucine  or  D-glucose. 

8113      METABOLISM  AND  TRANSPORT  OF  BILE  SALTS 

IN  THE  INTESTINE.   (E.)   Tyor,  M.  P. 
(Duke  U.  Med.  Ctr.,  Durham,  N.  C  )   J-  T-  ^arbutt 
and  L.  Lack.  Am.    J.   Med.    51  (5)  :6l'i-626 ,  1971. 

A  study  of  17  cholanic  acid  derivatives,  not  all 
naturally  occurring,  indicated  that  hydroxylat ion 
of  the  bile  salt  was  not  necessary  for  active 
transport  across  the  ileum.   The  presence  of  a 
single  negative  charge  was  necessary  and  a  charge 
interaction  with  Na+  (a  requirement  for  active 
transport)  was  postulated  as  a  mechanism.   A 
single  system  involving  one  area  is  postulated 
for  all  bile  salts  because  mutual  inhibition 
followed  kinetic  behavior  consistent  with  competi- 
tion.  The  maximal  rate  and  exclusion  of  the 
system  seemed  dependent  on  saturation  or  on  a 
toxic  effect  on  the  penetrating  mechanism.   An 
additional  15^  of  unconjugated  bile  salt  re- 
absorption  takes  place  by  passive  processes 
primarily  involving  the  colon.   Mechanisms  of 
passive  transport  were  reviewed,  and  included 
lipid  solubility,  pH,  pK  of  bile  acids  and  mem- 
brane differences  in  ion  concentration.   Some 


species  variation  was  noted.   The  absorption  of 
unconjugated  bile  salts  is  dependent  on  micro- 
organisms  capable  of  decomposing  bile  salts,  and 
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Ived  regions  other  than  the  ileum. 


8III4      INTESTINAL  TRANSPORT  OF  WATER  AND 
ELECTROLYTES  DURING  EXTRACELLUAAR 
VOLUME  EXPANSION  IN  DOGS.   (E.)   Higgins,  J.  T., 
Jr.  (Indiana  U.  Sch.  Med.,  Indianapolis)  and 
N.  P.  Bair.  J.    Clin.    Invest.    50(12) :2569-2579 , 
1971. 

In  vivo  perfusion  of  segments  of  duodenum,  jejunum 
^TTilTm  was  performed  in  mongrel  dogs  under 
conditions  of  expansion  of  the  extracellular 
volume.  With  i.v.  saline  loading,  there  was  a 
decrease  in  absorption  with  net  secretion  of  salt 
and  water  into  the  lumen  of  the  duodenum  and 
jejunum.   Studies  of  the  unidirectional  transport 
of  Na+  showed  that  the  negative  net  flux  of  Na 
was  most  probably  due  entirely  to  increased 
transport  from  the  serosa  to  the  mucosa.   In 
doqs  given  10  mg  deoxycorticosterone  on  the 
evening  before  and  the  morning  of  the  study  there 
was  no  change  in  the  observed  values.  The 
intestinal  response  to  saline  loading  was  not 
altered  by  hemodilution  using  equilibration  ot 
the  blood  with  a  saline  reservoir.  However 
there  was  a  negative  net  transport  of  Na  ,_K  ana 
water  when  an  isotonic,  iso-oncotic  expansion  of 
the  extracellular  space  was  produced  by  re- 
infusing  the  saline-blood  mixture  from  this 
reservoir.   It  is  concluded  that  expansion  of 
the  extracellular  space  stimulates  secretion  of 
salts  and  water  through  intercellular  spaces  in 
the  smal 1  intestine. 


8115 


DRUG  TRANSPORT  V:   MECHANISM  OF 
POTASSIUM-ION  INHIBITION  OF  PASSIVE 

TRANSFER  OF  SOLUTES  ACROSS  EVERTED  RAT  INTESTINE. 

(E.)  Mayersohn,  M.  (U.  Toronto  Fac.  Pharm., 

Ontario,  Canada),  M.  Gibaldi  and  B.  Grundhofer. 

J.   Pharm.   Sai.    60(12) : 1813-1817 ,  1971. 

The  quantitative  replacement  of  Na+  by  K+  in  a 
Krebs  bicarbonate  buffer  resulted  in  some  degree 
of  transfer  inhibition  across  everted  rat 
intestine  for  every  compound  studied  (bromthymol 
blue,  digoxin,  salicylate,  antipyrine  and  others). 
Generally  as  the  clearance  value  (permeability 
of  solute)  increased,  the  percent  inhibition 
decreased.   The  most  permeable  compounds  benzo 
caine,  aniline  and  sal icyl amide ,  were  inhibited 
the  least,  while  poorly  permeable  compounds  such 
as  bromthymol  blue  or  eosine  blue  had  negligible 
transfer  in  the  presence  of  potassium  ion.  The 
plot  of  percent  inhibition  versus  mo  ecular 
weight  yielded  a  correlation  coefficient  of  0  88i* 
and  indicated  that  the  larger  the  mo  ecule,  the 
greater  the  extent  of  transfer  inhibition.  When 
the  intestine  was  exposed  to  buffer  solutions 
(k',  hypotonic.  25  mM  glucose,  amd  250  mM  glucose) 
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causing  tissue  fluid  uptake,  a  portion  of  the 
fluid  penetrates  the  mucosal  cell,  causing  cellular 
swelling  and  producing  a  narrowing  of  the  apical 
portion  of  the  intercellular  channel. 


8116      GASTRIN  INHIBITION  OF  INTESTINAL  ABSORP- 
TION IN  DOGS.   (E.)   Bynum,  T.  E. , 
E.  D,  Jacobson  and  L.  R.  Johnson  (U.  Oklahoma 
Med.  Ctr.,  Oklahoma  City).  Gastroenterology 
6l(6):858-862,  1971. 

The  effects  of  endogenously  released  gastrin  and 
exogenously  infused  pentagastrin  on  jejunal  and 
ileal  absorption  of  sodium,  potassium,  water  and 
glucose  was  studied  in  dogs.   The  i.v.  infusion 
of  gastrin  pentapeptide  (5.0  mg/kg/hr)  significantly 
inhibited  the  absorption  of  sodium,  potassium, 
and  water  in  both  jejunal  and  ileal  loops.   Gastrin 
pentapeptide  infusion  inhibited  the  absorption  of 
glucose  from  both  the  jejunum  and  ileum,  however, 
only  the  changes  in  the  ileum  were  statistically 
significant.  The  pentapeptide  increased  gastric 
secretion.   The  endogenous  release  of  gastrin  by 
the  topical  application  of  acetylcholine  to  the 
antral  mucosa  significantly  inhibited  the  absorption 
of  sodium,  potassium,  water  and  glucose  in  both 
jejunal  and  ileal  loops.   The  instillation  of 
acetylcholine  into  the  stomach  elicited  a  gastric 
secretory  response  greater  than  that  observed 
after  exogenous  pentagastrin.  The  i.v.  infusion 
of  secretin  (1.0  U/kg/hr)  had  no  demonstrable 
effect  on  the  absorption  of  any  substances  tested 
in  either  jejunal  or  ileal  loops. 


8117      THE  EFFECT  OF  PARTITION  OF  FATTY  ACID 

BETWEEN  OIL  AND  MICELLES  ON  ITS  UPTAKE 
BY  EVERTED  INTESTINAL  SACS.   (E.)   Lee,  K.  Y.  (U . 
Western  Australia  Dept.  Physiol.,  Nedlands),  W.  J. 
Simmonds  and  N.  E.  Hoffman.  Bioahim.    Biophys. 
Aata   2i)9(2):5'(8-555,  1971. 

In  everted  sacs  of  rat  jejunum,  the  concentration 
of  labeled  fatty  acid  in  the  isotropic  phase  and 
the  rate  of  uptake  did  not  change  when  the  oil 
phase  was  increased  from  0.5  to  1.5  mM  triether. 
When  most  of  the  oleic  acid  and  monoolein  was 
present  in  a  micellar  phase,  bile  salts  h   mM  or 
5  mM,  uptake  was  greatly  accelerated.  Addition 
of  increasing  amounts  of  triether  led  to  partition 
of  an  increasing  proportion  of  oleic  acid  into 
emulsified  oil  particles  with  a  corresponding 
reduction  in  concentration  of  oleic  acid  in  the 
micellar  or  isotropic  phase.   Oleic  acid  uptake 
was  reduced  in  linear  proportion  to  reduction  in 
micellar  concentration.  Uptake  in  vitro  depends 
on  the  concentration  of  fatty  acid  In  the  iso- 
tropic aqueous  phase,  and  not  on  the  concentration 
of  bi le  sal ts  per  se. 


8118      THE  EFFECT  OF  HEXOSAMINES  ON  THE  ACTIVE 

TRANSPORT  OF  SUGARS  IN  THE  HAMSTER. 
(E.)  Barnett,  J.  E.  G.  (U.  Southampton  Dept. 
Physiol.,  England),  G.  D.  Holman,  A.  Ralph  and 


K.  A.  Munday. 
't93-'»97,  1971. 


Bioahim.    Biophys.   Acta   2't9(2) 


Tissue  accumulation  experiments  were  performed 
using  everted  hamster  intestinal  rings.   None  of 
the  sugars  (D-galactose ,  D-mannitol)  was  actively 
accumulated,  but  the  entry  of  both  D-glucosami ne 
and  D-galactosamine  was  greater  than  that  of  D- 
mannitol.   D-Mannosamine  entry  was  the  same  as 
that  of  D-mannitol.   The  inhibition  of  D-galactose 
accumulation  given  by  glucosamine,  gal actosamine , 
and  mannosamine  was  almost  identical  and  non- 
competitive.  Other  substances  containing  the 
ammonium  group  NH4C1,  methyl ammon i um  chloride, 
ethanolamine  hydrochloride,  hydroxy  1 ys i ne  hydro- 
chloride and  Tris  chloride  gave  a  similar  inhibi- 
tion, but  N-acety 1 gl ucosami ne  did  not.   Very 
little  metabolism  of  either  D-gl ucosami ne  or  D- 
galactosamine  into  ethanol -sol uble  products  was 
detected,  but  using  the  former,  traces  of  sugar 
phosphates  and  some  fructose  were  observed. 
Inhibition  was  probably  not  caused  by  specific 
interaction  with  the  carrier  protein,  osmotic  or 
metabolic  effects,  but  may  be  due  to  non-specific 
alteration  of  membrane  properties. 


8119      EFFECTS  OF  PUROMYCIN  ON  THE  STRUCTURE 

OF  RAT  INTESTINAL  EPITHELIAL  CELLS 
DURING  FAT  ABSORPTION.   (E.)   Friedman,  H.  I.  (U, 
Virginia  Sch.  Med.,  Charlottesville)  and  R.  R. 
Cardell,  Jr.  J.    Cell  Biol.    52 (1 ) : 1 5-40  ,  1972. 

The  apical  cytoplasm  of  intestinal  absorptive 
cells  from  puromyc i n-t reated  animals  displayed 
lipid  droplets  15  min  after  fat  administration. 
Droplets  were  found  predominantly  in  the  smooth 
endoplasmic  reticulum  and  appeared  similar,  if 
not  identical,  to  those  described  in  the  apical 
cytoplasm  of  intestinal  cells  from  untreated 
rats  fed  fat  for  a  similar  period  of  time.   The 
smooth  endoplasmic  reticulum  increased  in  quantity 
and  often  extended  from  the  Golgi  complex  to  the 
terminal  web  area  of  the  cell.   In  contrast, 
there  was  a  marked  decrease  in  the  membranes  of 
the  rough  endoplasmic  reticulum  and  Golgi  complex 
of  the  intestinal  absorptive  cell.   Puromycin 
treatment  caused  the  absorptive  cell  to  accumulate 
increased  quantities  of  lipid  that  were  devoid 
of  membrane  during  fat  absorption.   Continued 
protein  synthesis  by  the  rough  endoplasmic 
reticulum  is  apparently  required  in  order  to 
generate  Golgi  membranes,  and  if  such  membranes 
are  absent,  the  cell's  ability  to  discharge 
chylonicra  is  impaired  and  lipid  accumulates. 


8120      NORMAL  AND  PROMOTED  Gl  ABSORPTION  OF 

WATER-SOL  I BLE  SUBSTANCES  III:   ABSORPTION 
OF  ANTIBIOTICS  FROM  STOMACH  AND  INTESTINE  OF  THE 
RAT.   (E.)   Kreutler,  C.  J.  (Eli  Lilly  Res. 
Labs.,  Indianapolis,  Ind.)  and  W.  W.  Davis.  J. 
Pharm.    Soi.    60(12) : 1835-1 838,  1971. 

In  rats  with  a  single  pyloric  ligation,  little 
or  no  gastric  absorption  of  soluble  antibiotics 
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was  seen,  even  when  a  surface  active  absorption 
promoter  was  added,  unless  the  animal  was  predosed 
with  an  anticholinergic  compound.   Double  ligation 
(esophagus  and  pylorus)  markedly  depressed  volume 
and  titratable  acidity  of  the  gastric  contents 
and  hence  promoted  absorption  of  cephalorid i ne , 
cephalothin  and  penicillin  V,  but  the  onset  was 
slow.   When  the  drug-promoter  combination  was  put 
in  the  ligated  intestine,  blood  levels  of  the 
drug  were  elevated  to  several-fold  the  normal 
levels  and  the  rise  was  extremely  rapid.   Following 
the  administration  of  antibiotics  by  stomach  tube 
into  the  intact  gastrointestinal  tract,  blood 
samples  taken  at  20  min,  antibiotic  levels  with 
absorption  promoters  were  increased  as  much  as  3 
times  more  than  in  those  without  promoter.   By 
i40-60  min,  the  difference  disappeared.   Blood 
level  versus  time  curves  obtained  when  promoters 
were  employed  in  the  intact  rat  apparently  repre- 
sent a  rapid  but  transiently  promoted  absorption 
in  the  duodenum-small  intestine,  with  little 
contribution  from  promoted  gastric  absorption. 


8121 


SMALL  BOWEL  ABSORPTION  OF  URINE.   (E.) 
Naitove,  A.  (Dartmouth  Med.  Sch.,  Han- 
over, N.  H.),  M.  M.  Kaplan,  P.  F.  Lawrence,  K. 
Moller,  III  and  S.  G.  Weig.  Surg.    Forwv   22: 
■i(>h-3(>S,    1971. 

Segments  of  lower  ileum,  mid-small  intestine,  and 
upper  jejunum,  10-12  cm  long  with  their  circula- 
tion intact,  were  isolated  by  ligation.   Known 
amounts  of  pooled  urine  were  introduced  into 
each  segment  and  withdrawn  after  2  hr.   The  fluid 
content,  pH,  and  chloride  ion  concentrations  were 
more  significantly  different  in  the  ileum,  than 
in  the  more  proximal  segments.   The  volume  loss 
in  the  ileum  was  greater,  and  the  pH  increased, 
whereas  in  the  other  segments  it  decreased.   The 
absorption  of  chloride  ion  was  decreased  in  the 
ileum,  but  increased  in  the  other  segments.   On 
the  other  hand,  the  sodium  ion  and  osmolar  con- 
centrations rose  in  each  segment,  and  the  potassium 
ion  concentration  fell,  the  order  of  magnitude 
being  the  same  in  each  segment. 

8122      THE  TRANSMISSIONS  OF  ANTIBODIES  ACROSS 

THE  GUT  OF  POUCH-YOUNG  MARSUPIALS.   (E.) 
Yadav,  M.  (U.  Malaya  Sch.  Biol.  Sci.,  Kuala 
Lumpur).  Immunology   2]  iS) -^33-^5^  ,    1971. 

The  mother  Setonix  (marsupial),  immunized  against 
Salmonella  adelaide  flagella  and  Bacteriophage 
4,  X  17*4,  transmitted  anti-S_.  adelaide  titers  in 
the  pouch  young  closely  following  levels  present 
in  the  mother,  and  much  lower  antiphage  titers. 
Antibodies  were  present  in  the  blood  of  pouch- 
young  quokka  aged  95  days  within  15-60  min  of_ 
gavage  of  immune  serum.   In  Setonix  the  capacity 
to  absorb  antibodies  in  the  intestine  was  lost 
at  an  age  between  170  and  200  days  and  in 
Trichosurus  {marsupial)  it  was  lost  at  an  age 
between  9B  and  1145  days;  at  these  times  the  pouch 
young  were  able  to  leave  the  marsupium  for  varying 


lengths  of  time.   Antibodies  did  not  traverse  the 
rumen  wall  in  a  young  Setonix  whose  rumen  was 
isolated  from  the  intestine  with  ligatures  before 
immune  system  was  gavaged.   Sucrose  density 
gradient  showed  that  19S  antibodies  were  not ^ 
transmitted  across  the  gut  of  young  quokkas  in 
detectable  amounts  but  7S  antibodies  passed 
rapidly.   Antibody  activity  in  milk  whey  and  in 
serum  of  pouch-young,  of  Seonix  and  Macropus 
eugenii  (marsupial)  was  in  the  7S  region  only. 

8123      CIRCULATION  AND  INTESTINAL  ABSORPTION. 
(Rev.)   (Ger.)   Winne,  D.  (U.  Tubingen 
Pharmacol.  Inst.,  Germany).   Z.  Gastroenterol. 
S(G):kZ3-kh],    1971. 

A  review  of  experimental  and  theoretical  results 
about  the  influence  of  blood  flow  on  intestinal 
absorption.  ((>h    references) 

812'*      ON  THE  MECHANISMS  OF  WATER  ABSORPTION 
IN  THE  RAT  COLON.   (E.)   Lang,  R.  (U. 
Oslo  Inst.  Marine  Biol.,  Norway)  and  H.  Staaland. 
Comp.    Bioahem.    Physiol.    '♦OOa)  :823-831  ,  1971. 

Norway  rats  given  food  and  water  as  well  as  rats 
deprived  of  either  food  or  water,  had  a  dry- 
substance  content  of  about  30^.  in  the  most 
proximal  part  of  colon  tissue.   This  value  de- 
creased to  about  231  in  the  more  distal  parts  of 
the  colon.   In  contrast,  the  amount  of  dry  sub- 
stance in  the  proximal  colon  tissue  was  very 
similar  to  that  in  the  distal  colon  in  rats 
etherized  prior  to  sacrifice,  indicating  suscepti- 
bility to  variations  is  a  result  of  still  un- 
defined stimuli.   Variations  were  also  seen  in 
frightened  rats  and  in  tissue  slices  after  \n_ 
vitro  incubation  in  solutions  isosmotic  to  blood. 
High  molecular  weight  substances  such  as  proteins 
may  be  responsible  for  the  postulated  high 
osmolality  of  the  proximal  part  of  the  colon.  _ 
The  function  of  the  varying  osmolality  of  proximal 
colon  tissue  may  be  associated  with  facultative 
water  absorption. 

8125      UPTAKE  OF  RAT  GASTRIC-JUICE-BOUND 

VITAMIN  B,2  BY  INTESTINAL  BRUSH  BORDERS 
ISOLATED  FROM  BLIND-LOOP  RATS.   (E.)   SchjOnsby, 
H.  (Haukeland  Hosp.,  Bergen,  Norway)  and  S. 
Tabaqchali.  Saand.    J.    Gastroenterol.    6(6): 
515-521,  1971. 

The  uptake  of  rat  gast ri c- Jul ce-bound  57co-labeled 
cyanocobalamin  by  brush  borders  isolated  from 
small  intestinal  epithelial  cells  of  rats  with  a 
blind  jejunal  segment  was  measured.   There  was  a 
significant  increase  in  the  urinary  indican  and 
the  fecal  fat  excretion  in  blind-loop  rats  com- 
pared with  controls.   The  mean  absorption  of_ 
"C0B12  was  29.9^0  in  control  and  19.1^=  in  blind- 
loop  rats.   Rat  intrinsic  factor  (IF)  preparations 
markedly  enhanced  the  uptake  of  ^^CoBi2  by  mid- 
intestinal  brush  borders,  but  had  only  a  slight 
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effect  on  the  uptake  of  ^^CoB]2  by  pooled  proximal 
and  distal  brush  borders.   Rat  gastric  juice 
enhanced  vitamin  B12  uptake  by  brush  borders  from 
control  rats,  blind-loop  rats  with  normal  B]2 
absorption  and  blind-loop  rats  with  low  Bi2 
absorption,  with  no  appreciable  difference  between 
groups.   Thus,  the  enterocyte  of  the  blind-loop 
rat  seems  to  absorb  vitamin  B]2  in  normal  amounts. 


8126      POTASSIUM  TRANSPORT  IN  THE  HUMAN  SMALL 

BOWEL.   (E.)   Turnberg,  L.  A.  (Manchester 
Roy.  Infirm.,  England).  Gut    1 2  (l O) : 81 1 -81 8  ,  1971. 

Factors  influencing  potassium  transport  in  the 
small  intestine  were  studied  in  normal  subjects 
and  in  k   subjects  who  had  undergone  an  ileostomy 
for  Crohn's  disease  of  the  large  intestine  or 
ulcerative  colitis.   In  the  jejunum  a  linear 
relationship  was  observed  between  the  mean  luminal 
potassium  concentration  and  net  potassium  trans- 
port rate.   At  a  constant  potassium  concentration 
water  movement  had  a  marked  influence  on  potassium 
transport,  indicating  that  solvent  drag  is  an 
important  force  in  the  massive  transport  of 
potassium  in  the  jejunum.   Jejunal  potassium 
absorption  was  unaffected  by  alterations  in  the 
luminal  calcium  concentration.   In  the  '4  patients 
with  ileostomies,  a  linear  relationship  between 
the  potassium  concentration  and  ileal  transport 
rate  was  observed,  indicating  absorption  by 
passive  forces.   As  the  luminal  sodium  concentra- 
tion was  lowered  from  Mh.k   to  21 .k   mEq/1,  potassium 
absorption  increased  from  0.21  to  0.'t2  mEq/hr, 
possibly  due  to  an  increase  in  the  electrical 
potential.   Thus,  the  small  intestine  appears  to 
be  passive  in  the  absorption  of  potassium. 


8127      THE  EFFECT  OF  OROTIC  ACID  ON  THE 
ABSORPTION,  TRANSPORT  AND  TISSUE 
DISTRIBUTION  OF  a-TOCOPHEROL  IN  THE  RAT.   (E.) 
Davies,  T.  (U.  Leeds  Dept.  Med.,  England),  C.  L. 
Smith  and  M.  S.  Losowsky.  Int.    J.    Vitamin  Nutr. 
Res.    ifl  (3):360-367,  1971. 

The  effect  of  orotic  acid  on  the  absorption  and 
subsequent  tissue  distribution  of  ^H  a-tocopherol 
was  determined  in  the  rat.   Orotic  acid  decreases 
plasma  low  density  lipoproteins  in  the  rat  which 
results  in  fatty  liver  due  to  impaired  release. 
Vitamin  E  is  transported  bound  to  these  lipo- 
proteins and  thus  tissue  distribution  should  be 
affected  by  orotic  acid  treatment.   This  study 
suggests  that  the  absorption  of  tocopherol  was 
unaffected  by  orotic  acid  but  that  after  7  days 
gross  differences  in  tissue  levels  of  tritium- 
labeled  a-tocopherol  were  observed.   Orotic  acid- 
treated  animals  accumulated  fat  in  the  liver 
with  low  levels  of  blood  lipids.   High  levels  of 
radioactivity  in  the  liver  and  adipose  tissue 
indicated  a-tocopherol  deposition  in  both  con- 
trols and  treated  animals.   Low  levels  of  radio- 
activity were  noted  in  the  heart  and  kidneys  of 
orotic  acid-treated  rats,  thus  suggesting  a  re- 
transport  mechanism  from  the  liver.   It  appears 


likely  that  normal  lipoprotein  transport  is 
necessary  for  utilization  of  absorbed  a-tocopherol. 


8128      CONCENTRATING  FUNCTION  OF  THE  GALLBLADDER. 

(E.)   Wheeler,  H.  0.  (U.  California 
Sch.  Med.,  San  Diego).  Am.    J.    Med.    51 (5) : 588-595 , 
1971. 

The  teleological  importance  of  the  i ntermi ttency 
of  bile  entry  into  the  bowel  is  debatable  with 
respect  to  optimal  efficiency  for  fat  digestion, 
as  witnessed  by  the  presence  of  a  gallbladder  in 
fish  and  its  absence  in  the  elephant,  rhinoceros, 
and  whale.   The  major  effect  of  the  gallbladder 
on  bile  composition  is  the  removal  of  water  and 
inorganic  electrolytes  with  a  resulting  increase 
in  the  larger  organic  solutes.   The  resulting 
product  is  a  solution  extremely  high  in  bile  acid 
and  sodium,  high  in  potassium  and  calcium,  and 
low  in  chloride  and  bicarbonate  concentration. 
Sodium  ions  are  not  bound  to  the  bile  acid  micelles 
and  a  neutral  salt  transport  system  is  specific 
in  its  requirement  for  sodium  ions.   A  period  of 
3  or  't  hr  is  sufficient  for  near  maximum  concen- 
tration with  the  ability  to  divert  the  entire 
bile  acid  pool  into  the  gallbladder.   Lipid- 
soluble  molecules  are  absorbed,  and  may  alter 
the  bile  composition.   Significant  alteration  of 
biliary  lipid,  unconjugated  bilirubin,  glycine- 
conjugated  or  bacteri al -deconjugated  bile  acids 
may  be  noted  by  this  absorption.   Conjugation  of 
a  number  of  compounds  may  render  them  more  water- 
soluble  and  prevent  their  reabsorpt ion . 


8129      EMPTYING  AND  ABSORPTION  OF  CAFFEINE 

FROM  THE  HUMAN  STOMACH.   (E.)   Chvasta, 
T.  E.  and  A.  R.  Cooke  (VA  Hosp.,  Iowa  City,  Iowa). 
Gastroenterology   61  (6)  :838-8't3,  1971. 

The  effect  of  caffeine  on  gastric  emptying,  the 
extent  of  caffeine  absorption  from  the  human 
stomach,  and  the  relationship  between  pH  and 
gastric  absorption  of  caffeine  were  studied  in 
10  healthy  volunteers.   The  volumes  of  original 
test  meals  left  in  the  stomach  followed  an 
exponential  relationship  with  time  for  the  water 
and  for  the  caffeine  meals.   Approximately  831 
of  the  test  meal  had  emptied  from  the  stomach  at 
20  min  in  5  subjects  and  had  completely  emptied 
in  1.   The  rates  of  emptying  of  the  water  and 
caffeine  meals  were  not  significantly  different. 
In  the  freely  emptying  stomach,  a  significant 
linear  correlation  was  found  between  the  percentage 
of  caffeine  absorbed  and  time.   The  percentage 
of  absorption  of  caffeine  at  20  min  increased 
significantly  with  increasing  pH  of  the  test 
meals  up  to  pH  7.0.   The  mean  gastric  output  in 
response  to  caffeine  meals  was  greater  than  that 
in  response  to  the  water  meals  at  the  15"min 
Intervals.   The  percentage  of  absorption  of 
caffeine  calculated  by  the  volume  past  the  pylorus 
method  was  midway  between  the  maximal  and  minimal 
limits  of  absorption. 
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8130      REDUCTION  OF  LEAD  ABSORPTION  FROM  THE 

INTESTINE  IN  NEWBORN  RATS.   (E.) 
Kostial,  K.  (Yugoslav  Acad.  Sci .  Arts  Inst.  Med. 
Res.,  Zagreb),  I.  Simonovid  and  M.  PiSonic. 
Environ.   Res.    ifC*)  :360-363 ,  1971. 

Radioactive  lead  absorption  from  the  intestines 
of  5-  to  7-day-old  rats  was  measured  to  determine 
the  effects  of  calcium,  phosphate,  and  alginate 
additives  on  this  absorption.   The  rats  were 
divided  into  3  groups  and  were  fed  for  8  hr  on 
Cow's  milk  to  which  2  uCi  of  ^OSpj,  j^gd  been  added. 
Calcium,  Phosphorus,  and  alginate  varied  as 
follows:   Group  I  l^tO  mg  Ca,  95  mg  P/100  ml; 
Group  II  '400  mg  Ca,  230  mg  P/lOO  ml  (a  rat  level 
supplement);  Group  III  ^tOO  mg  Ca,  230  mg  P/100  ml 
and  2  gm  sodium  alginate/100  ml.   Some  experiments 
used  "^'Ca  in  dosage  1  yCi  P/anlmal.   The  animals 
were  then  returned  to  their  mother  and  sacrificed 
at  90  hr.   Results  are  recorded  to  the  nearest 
whole  number  and  expressed  as  percentage  of  the 
oral  dose  retained.   Whole  body  counts  were  per- 
formed with  and  without  the  intestine  since  the 
feces  represents  the  main  route  of  excretion  of 
the  lead.   Group  I  retained  82^  ^OSpt,  gnd  79^ 
'*^Ca  with  the  intestine  compared  with  73%   ^°^Pb 
amd  7B%   '*''Ca  without.   Group  II  with  the  intestines 
retained  62°^  203pb  ^^^   791  i+Vca;  without  55^ 
203pb  and  751  '*''Ca.   Group  III  with  the  intestines 
retained  3S%   ^OSp  and  62°^  "^^Ca;  without  25°^  203p 
and  6S%   '*^Ca.   Lead  content  of  kidneys  was  lower 
than  that  of  the  liver,  a  reverse  of  what  is  seen 
in  the  adult. 


8131 

(Univ 
D.  H. 
1971. 


INTESTINAL  TRANSFER  OF  CHOLINE  IN  RAT 
AND  HAMSTER.   (E.)   Sanford,  P.  A. 
,  Dept.  Physiol.,  Sheffield,  England)  and 
Smyth.  J.    Physiol. 


(Land.)   215(3) :769-788, 


8132  THE  EFFECT  OF  ACCLIMATION  TEMPERATURE 
ON  AMINO  ACID  TRANSPORT  IN  THE  GOLDFISH 

INTESTINE.  (E.)  Kitchin,  S.  E.  (U.  Southampton 
Dept.  Physiol.  Biochem. ,  England)  and  D.  Morris. 
Comp.    Bioahem.    Physiol.    l40(2A)  :'431-'t't3,  1971. 

8133  ALIMENTATION  DEPENDENT  MODIFICATIONS  OF 
INTESTINAL  ABSORPTION  OF  SODIUM  AND 

WATER.   (Ger.)   Scharrer,  E.  (U.  Munich  Inst. 
Anim.  Physiol.,  Germany),  J.  Lutz  and  E.  Boehnecke, 
Emahr.    Umsah.    1 8(6)  :2'*8-250,  1971. 


813/4      IMPAIRMENT  OF  GLYCINE  ABSORPTION  BY 
GLUCOSE  AND  GALACTOSE  IN  MAN.   (E.) 
Cook,  G.  C,  (U.  Zambia  Dept.  Med.,  Lusaka).  J. 
Physiol.    (Lond.)    217  (I ) :6l-70,  1971. 

8135      INTESTINAL  PHASE  OF  PROTEIN  METABOLISM 
IN  THE  NEWBORN  IMMEDIATELY  AFTER  BIRTH. 
REVIEW.   (Sp.)   Pena,  J.  (Univ.  Pediatr.  Clin., 
Santiago  de  Compostela,  Spain),  R.  Tojo  and 

A.  Nestal.  Rev.   Esp.   Pediatr.    27  ( 1 58)  :  1 29-166 , 

1971. 


See   also  numbers:      8089,    8293,    8389,    89/40 
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8)36      THE  OESOPHAGUS.   (E.)   Edwards,  D.  A.  W. 

(Univ.  Coll.  Hosp.  Med.  Sch.,  London). 
Gut   12(11)  :9/*8-956,  1971 . 

A  progress  report  on  the  physiology  and  pharmacology 
of  the  cardiac  sphincter  and  intraabdominal 
esophagus  in  healthy  and  diseased  individuals  is 
presented.   Sphincteric  pressure  recorded  by 
continuously  perfused  open  tubes  is  less  than 
normal  in  most  people  with  symptoms  of  reflux, 
and  a  normal  sphincter  responds  to  the  challenge 
of  an  increase  in  intragastric  pressure  by  in- 
creasing its  contraction  by  an  amount  which  is 
greater  than  the  challenge.   Circular  fibers  of 
the  sphincter  are   extraordinarily  sensitive  to 
gastrin  and  perhaps  also  to  secretin  and  other 
enterogastrones.   Physiological  variations  in 
sphincter  pressure  may  include  a  reduction  to 
levels  at  which  reflux  might  be  expected  to  occur. 
Relationships  between  symptoms  of  reflux  and 
type  of  food  and  time  after  eating,  together  with 
certain  postures,  may  plausibly  be  explained  by 
changes  in  the  closing  pressure.   Hiatal  herniation 
must  now  be  dissociated  from  reflux  as  both  have 
their  causes,  effects  and  treatment  and  only 
occasionally  are  the  2  interrelated. 


8137      THE  EFFECT  OF  SELECTIVE  PROXIMAL 

VAGOTOMY  AND  PYLOROPLASTY  ON  GASTRIC 
SECRETION  AND  MOTILITY  IN  THE  DOG.   (E.)   Kleropa, 
I.  (Univ.  Surg.  Polyclin.,  Munich,  Germany),  F. 
Nolle,  W.  BrUckner,  K.  H.  Welsch,  H.  Handle  and 
A.  von  Wolff.  Arch.    Surg.    1 03 (6) :713-71 9 ,  1971. 

The  motility  of  the  antrum  in  dogs  with  selective 
gastric  vagotomy  became  impaired  the  more  the 
vagal  denervation  was  extended  from  cranial  to 
caudal.   There  was  a  marked  increase  of  food- 
stimulated  secretion  in  dogs  with  Heidenhain 
pouches,  in  procedures  without  pyloroplasty  com- 
pared to  those  with  pyloroplasty.   Acid  secretion 
increased  the  more  the  vagal  denervation  progressed 
cranial ly  to  caudal ly  as  the  emptying  process  of 
the  stomach  was  hindered.   The  above  effect  could 
be  eliminated  by  an  additional  wel 1 -funct ioni ng 
drainage  procedure.   A  form  of  vagotomy  is 
needed  which  reduces  the  vaga 1 ly-st imul ated 
secretion  but  which  does  not  change  the  motility 
of  the  antrum. 


8138      THE  EFFECTS  OF  PENTAGASTRIN  ON  THE 
MOTILITY  OF  RUMINANT  STOMACH.   (E  ) 
Ruckebusch,  Y.  (Natl.  Vet.  Sch.,  Toulouse,  France) 
Expevientia   27 (1 0) : 1 1 85- 1 1 86 ,  1971. 

In  a  young  bull  and  a  cow,  the  i.v.  injection  of 
pentagastrin  (O.5  -  2.0  yg/kg)  was  followed 
within  20  sec  by  a  cessation  of  contractions  of 
the  rumino-reticulum  and  the  electrical  activity 
of  the  dorsal  sac  of  the  rumen;  the  electrical 
activity  reappeared  after  about  10  min  and  the 
contractions  after  20  min.   In  contrast,  the 


omasum  contracted  vigorously  20  sec  after  the 
injection.   After  injecting  pentagastrin  (l  pg/kg) , 
electrical  activity  in  the  reticulum  and  abomasum 
in  the  sheep  ceased  altogether,  while  the  activity 
of  the  omasal  wall  was  greatly  augmented  and  be- 
came continuous.   In  all  3  animals,  pentagastrin 
greatly  increased  the  activity  of  the  omasal 
wall,  but  only  slightly  affected  the  leaves,  and 
the  increased  electrical  activity  paralleled  the 
increase  in  omasal  pressure.   Unlike  other  smooth 
muscle  excitants  or  cholinomimetic  drugs  with  a 
nicotinic  action,  excitation  of  the  omasum  was 
accompanied  by  cessation  of  rumi no-ret i cul ar 
activity;  and  unlike  parasympathomimetic  effects, 
the  contraction  of  the  omasum  could  be  produced 
after  at ropi ni zat ion  of  the  organ. 


8139      CONDITIONED  FEEDING  AND  ELECTRICAL 

ACTIVITY  OF  THE  INTESTINE  IN  THE 
RABBIT.   (Fr.)   Ruckebusch,  Y.  (Natl.  Vet.  Sch., 
Toulouse,  France),  M.-L.  Grivel  and  M.-J.  Fargeas. 
Physiol.    Behav.    6  (4) : 359-365  ,  1971. 

In  conditioned  rabbits,  feeding  induced  a  marked 
increase  of  the  frequency  and  intensity  of  short 
bursts  of  electrical  potential  which  were  super- 
imposed on  the  rhythmic  slow  waves  recorded  in 
the  pylorus,  duodenum,  ileum  and  cecum.   Post- 
prandial persistence  of  the  phenomenon  was 
directly  proportional  to  the  amount  of  food 
ingested.   Exposure  of  the  animals  to  the  condi- 
tioning stimulus  alone  induced  a  similar  response 
in  the  pylorus,  duodenum  and  proximal  region  of 
the  small  intestine,  but  not  in  the  cecum  or 
ileum,  although  the  rhythm  of  slow  waves  in  the 
ileum  was  increased  markedly.   This  response  was 
abolished  in  vagotomized  animals  and  in  males 
which  were  placed  in  a  stimulus  box  usually 
reserved  for  females.   It  was  concluded  that  the 
experiment  confirmed  the  psychic  origin  of  the 
response  to  the  stimulus  alone. 


8140      GASTRIC  MOTILITY  AND  PERISTALSIS  AFTER 

THORACOSCOP I C  VAGOSYMPATH I COSPLANCHN I CO- 
TOMY.   (Ger.)   Maurer,  H.-J.  (U.  Dusseldorf  Inst. 
Med.  Radiol.,  Germany)  and  W.  Randau.  Bvuns 
Beitr.    Klin.    Chir.    218(8) :687-697 ,  I97I. 

Among  15  patients,  aged  23-62  yr  and  undergoing 
bilateral  (8  of  15)  or  unilateral  surgery  (as 
above),  no  significant  deceleration  of  gastric 
peristalsis  could  be  demonstrated  postoperatively 
and  a  transient,  limited  diminution  of  gastric 
tonus  was  seen  in  only  3  of  15.   There  was  no 
indication  of  pylorospasm  or  any  other  disturbance 
of  pyloric  function.   The  advantages  of  the 
technique  are  discussed  in  detail. 


8141      THE  ANTIPERISTALTIC  SEGMENT  OF  THE 

SMALL  INTESTINE.   (E.)   Holstvoogd,  L. 
(Burger  Hosp.,  Amsterdam).  Arah.    Chir.    Neerl. 
23(3):197-204,  1971. 
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In  view  of  the  dilatation  and  muscular  hypertrophy 
around  the  proximal  anastomosis  of  an  inverted 
loop  of  canine  small  intestine,  the  pressure  in 
the  intestine  here  regularly  probably  rises  to 
very  high  levels.   Apparently  this  pressure  in- 
crease induced  in  an  isolated  small  intestinal   _ 
loop  exerts  the  same  effect  on  the  rate  of  transit 
through  the  digestive  tract  as  occurs  after  the 
inversion  of  an  intestinal  loop.   This  effect 
consists  of  a  reduction  in  the  rate  of  transit 
through  the  small  intestine  and  a  lengthening  of 
the  gastric  emptying  time.   Kymograms  showed  that 
the  passage  was  slowed  down  as  a  consequence  of 
reduced  motor  activity  and  tone  in  the  proximal 
portion  of  the-small  intestine.  Thus  this_ 
deceleration  of  transit  that  occurs  after  in- 
version of  a  loop  of  small  intestine  may  be 
due  to  an  increase  of  the  pressure  adjacent  to 
the  proximal  anastomosis. 

8lit2      ADRENERGIC  INNERVATION  OF  SPHINCTERIC 

AND  NONSPHINCTERIC  SMOOTH  MUSCLE  IN  THE 
RAT  INTESTINE.   (E.)   Gillespie,  J.  S.  (Glasgow 
U.  Roy.  Infirm.,  Scotland)  and  J.  D.  Maxwell.  J. 
Histoohem.    Cytoahem.    19(1 1 ) :676-68l  ,  1971. 

The  variations  in  the  density  of  adrenergic 
innervation  of  the  smooth  muscle  at  different 
levels  of  the  gastrointestinal  tract  were  studied 
in  rats  using  a  modification  of  the  Falck  and 
Hillarp  fluorescence  technique.   The  majority  of 
adrenergic  fibers  ended  around  ganglion  cells  in 
Auerbach's  plexus  in  all  regions.   At  the  junction 
of  the  pylorus  and  duodenum  a  thickened  region 
of  circular  smooth  muscle,  triangular  in  outline, 
was  found  with  a  dense  adrenergic  innervation 
localized  to  a  circular  band  about  1  mm  broad  and 
confined  to  the  pyloric  side  of  the  junction. 
No  evidence  of  a  special  adrenergic  innervation 
was  found  in  the  esophagogastric  or  ileocecal 
regions.   The  anococcygeus  muscle,  found  toform 
an  Incomplete  muscular  ring  around  the  terminal 
colon,  had  the  highest  density  of  adrenergic 
innervation  of  all  areas  studied.   In  the  gut 
proper,  the  lowest  density  of  adrenergic  innerva- 
tion was  found  in  the  lower  esophagus  and  the 
highest  in  the  duodenum  with  some  evidence  of  a 
decreasing  gradient  from  duodenum  to  colon.   At 
the  pyloric  sphincter  and  in  the  circular  muscle 
in  the  anal  region  the  density  increased,  but 
did  not  approach  the  density  observed  in  the 
anococcygeus  muscle. 


Sli^B 


THE  EFFECT  OF  STIMULATION  OF  a-  AND  B- 
ADRENERGIC  RECEPTORS  IN  THE  ISOLATED 
RAT  JEJUNUM.   (E.)   Minamidate,  A.  (Fukushima 
Med.  Coll.,  Japan).  Jap.    J.    Pharmacol.    l\  W  •■ 
k^3-hki>,    1971. 

The  nature  of  the  adrenergic  receptor  mechanism 
in  rat  jejunum  in  vitro  was  investigated  using 
epinephrine,  isoproterenol,  anfl  phenylephrine  as 
agonists,  and  dJbenamJne,  propranolol,  D.l.^-U- 
hydroxy-3-isopropylaminopropoxy)-indole  (LB  kb) , 


and  D(-)  and  L(+)  isomers  of  N- i sopropyl -p-m tro- 
phenylethanolamine  hydrochloride  (D-)  and  L(+) 
INPEA)  as  antagonists.   Isoproterenol  and  epinephrine 
caused  a  relaxation  of  the  isolated  rat  jejunum. 
It  was  occasionally  observed  that  during  epineph- 
rine induced  relaxation  the  tone  increased  slightly, 
then  decreased  again.   Phenylephrine  caused  a 
relaxation  followed  by  contraction  in  most  experi- 
ments.  The  contractions  induced  by  phenylephrine 
may  be  due  to  serotonin  receptor  stimulation. 
The  presence  of  dibenamine  did  not  reduce  the 
relaxation  induced  by  epinephrine  or  isoproterenol 
but  it  almost  completely  blocked  the  response  to 
phenylephrine.   A  relaxation  followed  by  a  con- 
traction was  produced  by  epinephrine  after  prior 
treatment  with  propranolol,  LB-I46  or  D(-)  INPEA; 
L(+)  INPEA  did  not  affect  the  response  to  epineph- 
rine or  isoproterenol.   The  effects  of  6-adrenergic 
blocking  agents  on  the  response  to  phenylephrine 
was  not  consistent;  L(+)  INPEA  slightly  inhibited 
the  relaxation  phase  of  the  phenylephrine  response. 
Results  indicate  that  a-adrenergic  receptors 
produce  relaxation  followed  by  contraction;  6- 
adrenergic  receptors  produce  relaxation  in  the 
rat  jejunum. 

81I44      THE  PATHOPHYSIOLOGY  OF  GASTRODUODENAL 

MOTILITY.   (Fr.)   Anonymous.  Med.    Hyg. 
(Geneve)    29(9'»8) :  l^tg-lSg ,  1971. 

811*5      THE  PROBLEM  OF  EFFICIENCY  OF  THE 

CARDIA.   (Pol.)   Kowalski,  W.  ("ilit. 
Hosp.,  Piotrkow  Tryb,  Poland).  Wiad.    Lek.    2h(.l): 
659-660,  1971 . 

8li46      INHIBITION  OF  ELECTRICAL  ACTIVITY  OF 

THE  CIRCULAR  LAYER  OF  THE  RABBIT 
DUODENUM  IN  VITRO  BY  STIMULATION  OF  THE  SYMPATHETIC 

periarterTalTTbers  of  the  mesentery.  (Fr.)_ 

Gonella,  J.  (Inst.  Pharmacol.  Sch  Med.,  Pavia, 
Italy)  and  S.  Lecchini.  C.R.    Aoad.    Sc%.     lOJ 
iVavis)    273(2):21't-217,  1971. 


8147 

Kay,  R 
and  Y. 
1971. 


MOVEMENTS  OF  THE  STOMACH  COMPARTMENTS 
OF  A  YOUNG  BULL  DURING  SUCKING.   (E.) 
N   B.  (Natl.  Vet.  Sch.,  Toulouse,  France) 
Ruckebusch.  Br.  J.    mtr.    26(2) -.301 -309. 


Sl^tS      ELECTRICAL  ACTIVITY  OF  THE  STOMACH. 

(E.)  Anonymous.  Br.    Med.    J.    3(5775): 
596-597,  1971. 

81^*9      A  NEW  PRINCIPLE  OF  ELECTRIC  STIMULATION 

OF  GASTRIC  MOTOR  ACTIVITY.   (Rus.) 
Sobakin,  M.  A.  and  A.  A.  Skhiladze.  Med.    Tekhn. 
(3):15-17,  1971. 

8150      CAERULEIN  AND  GASTROINTESTINAL  MOTILITY 
IN  MAN.   (E.)   Bertaccini,  G.  (U.  Parma 
Dept.  Pharmacol.,  Italy),  A.  Agosti  and  M 
Impicciatore.  B.C.    Rom.    Gastroenterol.    31U: 
23-27,  1971 . 
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8151      CIRCADIAN  RHYTHM  IN  UPTAKE  OF  TRITIATED 

THYMIDINE  BY  KIDNEY,  PAROTID,  AND 
DUODENUM  OF  I SOPROTERENOL-TREATED  MICE.   (E.) 
Burns,  E.  R.  (U.  Arkansas  Med.  Ctr.,  Little  Rock), 
L.  E.  Scheving  and  T.-H.  Tsai  .  Science    175('4017): 
71-73,  1972. 

Inbred  male  BDFj  mice  were  maintained  on  a  con- 
trolled light-dark  cycle  (light  from  0600  to  1800 
hr)  for  2  weeks  and  then  received  i.p.  injections 
with  saline  (controls)  or  7.5  mg  isoproterenol  at 
0900,  1300,  1700,  2100,  0100  or  1500  hr;  mice 
were  sacrificed  28  hr  after  injection.   Thirty 
min  before  sacrifice,  each  mouse  received  a  s.c. 
injection  of  ^H-thymid i ne ,  and  samples  of  parotid 
gland,  kidney  and  duodenum  were  removed,  fixed 
and  scintillation  counted.   Compared  with  controls, 
there  was  increased  uptake  of  label  by  the 
parotid  gland  in  i soproterenol -treated  mice. 
There  was  a  circadian  rhythm  of  uptake  in  both 
controls  and  isoproterenol  mice,  with  a  maximal 
response  at  28  hr.   In  isoproterenol  mice,  there 
was  a  92^  difference  between  highest  (1300  hr) 
and  lowest  (0100  hr)  levels,  compared  with  a 
difference  of  215%  in  controls  (2100  and  1700  hr, 
resp.).   The  maximal  kidney  response  was  not 
until  3^4  hr.   Only  at  0900,  0100  and  1500  hr  did 
the  kidney  uptake  in  isoproterenol  mice  exceed 
controls.   The  peak  uptake  was  0100  hr  in  controls 
and  0900  hr  in  isoproterenol  mice.   In  both 
groups  there  was  a  rhythmic  uptake  of  label  by 
the  duodenum.   In  isoproterenol  mice,  the  maximum 
(1300  hr)  differed  60%  from  the  minimum  (OlOO  hr) 
compared  with  a  13'*%  change  in  controls  (0100  and 
2100  hr,  resp.).   Total  duodenal  label  was 
significantly  greater  in  isoproterenol  mice  than 
controls  at  1300,  1700  and  2100  hr,  and  signifi- 
cantly less  at  0100  hr.   It  is  concluded  that  all 
3  organs  exhibit  a  circadian  rhythm  with  respect 
to  uptake  of  ^H-thymidine  after  a  single  injection 
of  i  soproterenol . 


8152      CONTROL  OF  REACTIONS  RELATED  TO  ENZYME 

SECRETION  IN  RAT  PAROTID  GLAND.   (E.) 

Selinger,  Z.  (Hebrew  U.  Jerusalem)  and  M.  Schramm. 
Ann.    m  Aoad.    Sci.    1  85 :  395-'*02  ,  1971. 

The  fusion  reaction  in  the  rat  parotid  gland 
caused  by  isoprenaline  and  monobutyryl  cyclic 
AMP  demonstrates  the  importance  of  the  controlled 
and  precisely  directed  fusion  reaction  that 
occurs  between  the  secretory  granule  membrane  and 
the  plasma  membrane  facing  the  lumen.   In  view 
of  the  central  role  of  membrane  modification  in 
enzyme  secretion  induced  by  cyclic  AMP,  a  membrane 
fraction  that  binds  the  nucleotide  was  searched 
for.   A  postmicrosomal  supernatant  from  rat 
parotid  gland  was  found  to  contain  protein  kinase 
activity  that  was  stimulated  2-  to  3-fold  by 
cyclic  AMP.   The  dissociation  constant  for  cyclic 
AMP  of  the  crude  supernatant  was  3  x  10"°M. 
Affinity  chromatography  on  a  cyclic  AMP-sepharose 
column  was  employed  in  order  to  purify  the  cyclic 


AMP-dependent  activity.   The  protein  kinase 
apparently  is  composed  of  a  catalytic  unit  and  a 
regulatory  unit  that  binds  cyclic  AMP.   Presumably, 
the  cyclic  AMP  binding  unit  was  absorbed  to  the 
column.   Cyclic  AMP  binding  to  specific  membranes 
may  cause  in  them  a  transformation  leading  to 
membrane  fusion  and  discharge  of  exportable  pro- 
tein. 


8153      FURTHER  STUDIES  OF  THE  PRINCIPAL  GLYCO- 
PROTEIN FROM  HUMAN  SALIVA.   (E.) 
Schrager,  J.  (Roy  Albert  Edward  Infirm.,  Lancashire, 
England)  and  M.  D.  G.  Dates.  Arch.    Oval  Biol. 
16(1  0:1269-1279.  1971  . 

Individual  whole  salivas  of  10  subjects  were 
eluted  on  Bio-gel  PI50.   Each  non-retarded  frac- 
tion was  re-chromatographed  on  Ecteola-cel 1 ulose ; 
these  fractions  were  resolved  into  2  or  3  fractions. 
The  fractions  showed  virtually  the  same  carbo- 
hydrate and  amino  acid  composition,  and  did  not 
differ  from  the  composition  of  the  glycoprotein 
before  chromatography.   The  principal  structural 
variability  was  found  in  the  sulfate  content  of 
the  fractions,  the  first  peak,  eluted  with  0.05  M 
NaCI  containing  very  little  or  no  sulfate.   The 
carbohydrate  and  amino  acid  composition  of 
cety 1 py r id i n i um  chloride  precipitates  of  7 
individual  salivas  were  similar  to  those  of  the 
non-retarded  fraction  eluted  on  Bio-gel  PI50  and 
to  fractions  obtained  by  Ecteol a-cel 1 ulose 
chromatography.   Precipitation  with  cety 1 py rid i n i um 
chloride  precipitation  was  significantly  less 
efficient  than  elution  on  Bio-gel  P150.   Variations 
were  found  in  the  fucose  content  and  the  additional 
sugar  residues  which  were  associated  with  blood 
group  specificity. 


8l5'(      THE  HERITABILITY  OF  HUMAN  SALIVARY 

ISOAMYLASES.   (E.)   Wolf,  R.  0.  (Natl. 
Inst.  Dent.  Res.,  Bethesda,  Md . ) ,  L.  L.  Taylor, 
J.  D.  Miswander  and  J.  T.  Schwartz.  Avch.    Oral 
Biol.    16(11):1357-1359,  1971. 

Zymograms  were  prepared  from  acrylamide  gel 
electrophoresis  of  whole  saliva  samples  obtained 
from  183  twin  pairs.   Concordance  rates  based 
upon  the  presence  or  absence  of  various  bands 
gave  no  evidence  of  genetic  control  for  most  of 
the  bands.   In  fact,  in  several  instances  there 
was  more  concordance  among  the  dizygotic  than 
among  the  monozygotic  twins.   One  exception  was 
the  C2  (second  cathode  band  behind  the  main 
band)  band.   All  monozygotic  twins  were  concordant 
for  this  characteristic  whereas  several  instances 
of  discordance  occurred  in  the  dizygotic  pairs. 
The  twin  data  are  highly  suggestive  of  a  single 
gene  controlling  the  presence  or  absence  of  the 
C2  band.   A  total  of  56  individuals  out  of  366 
exhibit  the  trait  giving  a  phenotype  frequency 
of  15.3%. 
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8155      HUMAN  SECRETORY  IMMUNOGLOBULINS  -  VII. 

CONCENTRATIONS  OF  PAROTID  IgA  AND  OTHER 
SECRETORY  PROTEINS  IN  RELATION  TO  THE  RATE  OF 
FLOW  AND  DURATION  OF  SECRETORY  STIMULUS.   (E.) 
Brandtzaeg,  P.  (Natl.  Hosp.,  Oslo,  Norway).  Arah. 
Oral.    Biol.    16  (1 1 ):  1 295-1 310,  1971. 

Concentrations  of  parotid  immunoglobulin  A  and 
other  secretory  proteins  were  measured  in  8 
individuals  before,  during  and  after  80  min  of 
gustatory  stimulation.   Amylase  secretion  rate 
(pg/mi n/gland)  increased  upon  stimulation  about 
16  times,  lactoferrin  and  free  secretory  piece 
increased  about  5  times  and  IgA  about  2.5  times. 
Immunoglobulin  A  was  not  transmitted  by  the 
gland  like  the  typical  secretion-specific  proteins. 
Immunoglobulins  A  and  M  glandular  transfer  was 
comparable,  and  could  be  characterized  as 
facilitated  diffusion  which  was  highly  selective 
when  compared  with  the  passive  external  trans- 
mission of  IgG  and  albumin.   Expressions  such  as 
mg/100  mg  of  total  protein  should  be  avoided  when 
levels  of  individual  salivary  proteins  are  studied, 
because  of  differences  in  the  influence  of  flow 
rates.   Adverse  effects  of  sample  storage  must 
be  considered,  particularly  for  IgA  levels  and 
amylase  levels  in  unstimulated  secretions. 


8156      A  COMPARATIVE  HI STOCHEM I CAL  STUDY  OF 

PEROXIDASE  ACTIVITY  IN  THE  SUBMANDIBULAR 


GLANDS  OF  FIVE  MAMMALIAN  SPECIES  INCLUDING  MAN. 
(E.)   Carlsoo,  B.  (U.  Umea  Dept.  Histol.,  Sweden), 
A.  Kumlien  and  G.  D.  Bloom.  Histoahetnie   26(l): 
80-88,  1971. 


8157      EFFECT  OF  DURATION  OF  STIMULUS  ON  IODIDE 

CONCENTRATION  IN  HUMAN  PAROTID  SALIVA. 
(E.)   Stephen,  K.  W.  (Western  Infirm.,  Glasgow, 
Scotland),  R.  M.  Harden  and  D.  K.  Mason.  Arch. 
Oral  Biol.    16(6) :58l-586 ,  1971. 


8158      ELECTROPHORESIS  OF  PROTEINS  FROM  HUMAN 
PAROTID  SALIVA.   (E.)   Bel  1 avia ,  S.  L. 
(Natl.  U.  Dept.  Biol.  Chem.,  Cordoba,  Argentina). 
Arah.    Oral.    Biol.    1 6  (7) :751 -758,  1971. 


8159      BINDING  OF  COPPER  BY  HUMAN  ALIMENTARY 

SECRETIONS.   (E.)   Gollan,  J,  L.  (U. 
Adelaide  Dept.  Med.,  Australia),  P.  S.  Davis  and 
D.  J.  Deller.  Am.    J.    Clin.    Nutr.    2^ (9) : 1 025-1 027 , 
1971. 


8160      THE  EFFECTS  OF  CASTRATION  ON  THE  ULTRA- 
STRUCTURE  AND  THE  IODIDE  CONCENTRATING 
ABILITY  OF  MOUSE  SUBMAXILLARY  SALIVARY  GLANDS. 
(E.)   Rogers,  A.  W.  (MRC  Neuroendocri nol .  Unit, 
Oxford,  England)  and  K.  Brown  Grant.  J.   Anat. 
109(l):51-62,  1971. 
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8161      EFFECT  OF  VAGAL  STIMULATION  AND  INHIBITION 

ON  GASTRIC  MUCUS  AND  SULFATED  AMINO- 
POLYSACCHARIDE  SECRETION.   (E.)   Wise,  L.  (Wash- 
ington U.  Sch.  Med.,  St.  Louis,  Mo.)  and  W.  F. 
Bal  linger.  Ann.    Surg.    1  7't  (6)  :976-982  ,  1971. 

The  effect  of  the  parasympathetic  nervous  system 
on  the  control  of  gastric  mucus  secretion  was 
studied  in  ^4  dogs  prepared  with  innervated  total 
gastric  pouches.   The  peak  of  the  maximal  acid 
stimulatory  effect  to  i.v.  insulin  occurred 
either  30  -  60,  or  60  -  90  min  following  the 
injection.   Mean  blood  glucose  levels  in  the 
prevagotomized  and  vagotomized  basal  states 
dropped  following  insulin  stimulation.   Insulin- 
induced  vagal  stimulation  caused  a  133%    rise  in 
rate  of  gastric  secretion  and  a  331^  increase  in 
acid  output.   Vagotomy  caused  a  sharp  fall  in 
rate  of  gastric  secretion  and  total  acid  output. 
Also,  insulin  no  longer  caused  a  change  in  the 
rate  or  acidity  of  gastric  secretion.   Mean  total 
mucus  output,  total  carbohydrate  output,  and 


total  protein  output  increased  by  about  3"  to 
if-fold  following  insulin-induced  vagal  stim- 
ulation.  After  vagotomy,  these  3  parameters 
fell  to  about  1/2  to  l/h   of  their  normal  basal 
output  values.   In  addition,  the  carbohydrate/ 
protein  ratio  rose  markedly  over  the  basal  pre- 
vagotomized state  following  vagotomy.   Insulin- 
induced  vagal  stimulation  caused  a  635^  rise  in 
the  total  output  of  sulfated  monosaccharides 
and  a  fall  from  36  to  3%    in  the  proportion  of 
hyaluronidase-resistant  fraction  of  mono- 
saccharides.  Vagotomy,  however,  did  not  change 
the  output  of  sulfated  monosaccharides  but  did 
change  the  ratio  of  hyaluronidase-resistant  to 
hyaluronidase-susceptible  fractions  from  36 
to  93^.   Insulin  stimulation  following  vagotomy 
did  not  change  the  quality  or  quantity  of 
sulfated  monosaccharide  secretion.   Both  gastric 
mucus  and  sulfated  monosaccharide  secretion 
appear  to  be  partially  controlled  by  the  para- 
sympathetic nervous  system  and  is  not  dependent 
on  gastric  acidity. 
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8162      EFFECT  OF  TIME,  TEMPERATURE,  AND  PEPTIC 

ACTIVITY  ON  INTRINSIC  FACTOR  CONTENT 
OF  ACID  GASTRIC  JUICE.   (E.)   Doscherholmen ,  A. 
(VA  Hosp.,  Minneapolis,  Minn.)  and  S.  E.  Silvis. 
Gastroenterology   61  (6)  :84't-849,  1971. 

Using  a  standardized  radioimmunoassay  for  quantita- 
tion, the  intrinsic  factor  activity  in  human  gas- 
tric juice  stored  at  different  temperatures  for 
varying  lengths  of  time  was  studied.   At  body 
temperature,  the  intrinsic  factor  activity  in 
nondepeps i ni zed  acid  gastric  juice  decreased 
rapidly,  the  average  loss  being  ki>%   after  1  hr 
and  92^  after  k   hr.   After  depeps i ni zat ion  and 
reacid i f i cat  ion  to  the  original  pH,  the  loss  in 
activity  averaged  2  and  5%   after  1  and  h   hr,  resp. 
At  room  temperature,  the  activity  deteriorated 
slowly  over  a  7-day  period.   \Jhen  the  samples 
of  gastric  juice  were  stored  at  a  temperature  of 
1  C,  the  activity  deteriorated  very  slowly  (only 
151  after  7  days),  while  storage  at  -20  C  caused 
a  rapid  deterioration  of  intrinsic  factor  activity 
(99%  after  7  days).   When  samples  were  frozen 
rapidly,  stored  at  -70  C  and  thawed  quickly,  the 
loss  of  activity  was  much  less  than  those  frozen 
slowly  and  thawed  slowly  at  room  temperature  (10% 
compared  with  67.5%  loss  in  the  first  day);  how- 
ever, no  further  deterioration  of  activity  was 
observed  after  the  first  day.   Depeps i ni zed , 
reacidified  samples  stored  at  -20  C  showed  little 
loss  of  activity  over  7  days.   Thus,  the  loss  of 
intrinsic  factor  activity  at  body  temperature 
and  after  storage  at  -20  C  seems  to  be  due  to 
the  peptic  activity.   The  storage  age  of  gastric 
juice  at  the  time  of  freezing  influenced  activity, 
as  indicated  by  the  observation  that  the  loss  of 
intrinsic  factor  activity  was  more  rapid  in 
samples  of  gastric  juice  that  had  been  stored  in 
an  ice-water  bath  for  h   days  than  those  that  had 
been  stored  for  2h   days. 


8163      DEVELOPMENT  OF  GASTRIN  ACTIVITY.   (E.) 

Zelenkova,  J.  (Univ.  Hosp.,  Prague) 
and  0.  Gregor.  Saand.    J.    Gastroenterol.    6(7): 
653-656,  1971. 

No  gastrin  activity  was  found  in  Wistar  rats 
immediately  after  birth  nor  during  the  first  21 
days,  during  which  period  the  young  rat  feeds 
exclusively  on  its. mother's  milk.   Gastrin  bio- 
assay  activity  (expressed  as  acid  output  minus- 
basal  acid  output)  appeared  during  the  weaning 
period,  when  young  rats  were  given  solid  food  in 
addition  to  their  mother's  milk.   Gastrin  activity 
steadily  increased  in  the  juvenile  period,  during 
sexual  maturation,  and  in  adult  life,  with  the 
exception  of  a  decline  on  the  35th  day.   Body  and 
stomach  weight  increased  steadily  with  age. 
Immediately  after  birth  and  during  the  weaning 
period,  acid  secretion  was  present  in  the  stomachs, 
whereas  none  or  only  some  gastrin  activity  was 
detected.   The  lower  gastrin  activity  at  birth 
may  explain  the  lack  of  chronic  peptic  ulcers  in 
i  nfancy . 


816'*      INHIBITORY  MECHANISMS  IN  DUODENAL 
CONTROL  OF  GASTRIC  ACID  SECRETION. 
(E.)   Andersson,  S.  (Karolinska  Inst.,  Stockholm). 
Gastroenterology   61 (5) :778-78l ,  1971. 

The  mechanisms  and  physiological  significance  of 
duodenal  inhibition  of  gastric  secretion  are 
reviewed.   It  is  now  generally  agreed  that 
duodenal  inhibition  acts  through  the  release  of 
1,  or  possibly  several,  humoral  agents.   The 
physiological  role  of  secretin  in  the  inhibitory 
control  of  gastric  acid  secretion  is  questionable. 
The  duodenal  bulb  appears  to  be  the  main  site  of 
the  pH-sensitive  inhibitory  mechanism  which  can 
be  demonstrated  in  both  Pavlov  and  Heidenhain 
pouches,  indicating  a  humoral  mechanism  of  inhibi- 
tion.  Thus,  the  existence  of  a  specific  inhibitor 
in  the  duodenal  bulb,  called  bul bogast rone ,  has 
been  postulated.   Konturek  and  Johnson  may  have 
succeeded  in  demonstrating  a  nervous  inhibitory 
mechanism  by  showing  that  the  inhibition  of 
secretory  output  from  a  gastric  fistula  by  acid 
in  the  duodenal  bulb  disappeared  after  surgical 
division  of  the  gast roduodenal  junction.   The 
postulated  enterogast ri c  reflex  and  its  physio- 
logical significance  require  further  investigation. 


8165      THE  GASTRIC  SECRETORY  RESPONSE  TO 

INSULIN:   AN  "ALL-OR-NONE"  PHENOMENON? 
(E.)   Spencer,  J.  (Roy.  Postgrad.  Med.  Sch., 
London)  and  M.  I.  Grossman.  '  Gut    1 2 ( 1 1 ) :891 -896 , 
1971. 

Two  mongrel  dogs  were  prepared  with  a  gastric 
fistula  and  an  innervated  fundic  pouch  (Pavlov), 
drained  at  the  upper  and  lower  ends  by  a  Gregory 
cannula.   Baseline  secretory  studies  were  per- 
formed 3  weeks  after  surgery.   During  each  test 
normal  saline  solution  (15'*  mEq  NaCl/liter)  was 
infused  into  a  leg  vein  at  a  rate  sufficient  to 
keep  open  a  polyethylene  venous  collection 
cannula.   In  response  to  a  single  i.v.  dose  of 
histamine  dihydrochloride  (0.I6  mg/kg/hr) ,  the 
acid  secretory  responses  were  3-01  and  6.01 
mEq/hr  in  the  2  dogs,  resp.;  higher  secretory 
rates  were  consistently  seen  in  the  second  dog. 
After  a  single  i.v.  injection  of  regular  insulin 
(0.06,  0.12,  0.25,  0.5  or  1.0  U/kg)  ,  there  was  a 
fairly  constant  delay  (15-27  min)  before  initia- 
tion of  secretion,  and  the  duration  of  this 
delay  was  independent  of  the  dose  of  insulin. 
A  secretory  response  followed  every  dose  of 
insulin,  with  the  exception  of  the  lowest  dose 
in  the  first  dog.   The  delay  between  the  onset 
of  secretion  and  peak  secretion  varied  from  less 
than  3  min  (in  2  experiments  with  the  0.12  U/kg 
dose)  to  51  min  (in  1  experiment  with  the  1.0 
U/kg  dose).   With  the  1.0  U/kg  dose,  the  timing 
of  the  peak  secretion  was  less  accurate  because 
of  a  prolonged  plateau  of  secretion.   Peak  acid 
output  (yEq/6  or  uEq/15  min)  increased  with 
increasing  insulin  dose  up  to  0.25  U/kg,  where 
it  plateaued.   The  secretory  response  was  more 
prolonged  with  higher  doses.   The  peak  acid 
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output  (as  uEq/15  min)  was  significantly  correlated 
with  the  fan  in  plasna  glucose  when  the  latter 
was  expressed  as  a  percentage  of  the  fasting  pre- 
insulin  level;  this  held  for  both  dogs  separately 
and  together.   The  results  are  consistent  with 
the  all-or-none  hypothesis  for  insulin-stimulated 
gastric  acid  secretion  but  favor  the  hypothesis 
that  insulin  provides  a  graded  glycopenic  stimulus 
producing  a  graded  secretory  response. 


8166 


ANTIPEPTIC  ACTIVITY  OF  ANTACIDS.   (E.) 
Kuruvilla,  J.  T.  (Christian  Med.  Coll., 
Vellore,  India).  Gut    1 2  (1 1 ): 897-898 ,  1971. 


In  an  in  vitro  experiment,  pepsin  activity  was 
assayed~on  the  basis  of  the  photometric  estimation 
of  tyrosine  which  is  split  off  from  hemoglobin^ 
after  incubation  with  pepsin.   Bovine  hemoglobin 
was  adjusted  to  pH  2  and  incubated  with  0.2?^ 
swine  pepsin  mixture  for  30  min  at  37°  C  (controls) 
and  was  repeated  with  the  addition  of  10  times 
that  volume  of  antacid.   The  antipeptic  activity 
of  each  antacid  was  calculated  from  the  formula: 
(x  -  y)  X  100/x,  where  x  is  the  amount  of  tyrosine 
split  off  the  hemoglobin  mixture  and  y  is  the 
amount  of  tyrosine  split  off  the  hemoglobin- 
antacid  mixture.   The  percent  antipeptic  activity 
with  various  antacids  was:   bismuth  aluminate,  U; 
aluminum  hydroxide,  2.3^;  bismuth  aluminum^ 
carbonate,  2.3^;  magnesium  trisilicate,  52^; 
calcium  carbonate,  8U;  magnesium  carbonate  ,^82S ; 
sodium  bicarbonate,  85^;  magnesium  oxide,  86^. 


8167      ACID  AND  PEPSIN  SECRETION  FOLLOWING 

PARIETAL  CELL  VAGOTOMY.   (E.)   Kaynan , 
A.  (Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.),  G. 
Ben-Ari,  A.  E.  Kark  and  J.  Rudick.  Suvg.    Fonm 
22:297-298,  1971. 

Mongrel  dogs  pretreated  with  histamine  (0.25, 
0.5,  1.0  and  2.0  mg/base/kg-mi n) ,  pentagastrin 
(0.75,  1.5,  3.0  and  6.0  ug/kg-hr)  or  2-deoxy-D- 
glucose  (100  mg/kg  i.v.)  showed  a  decrease  in 
acid  responses  to  submaximal  but  not  to  maximal 
doses  of  histamine  following  parietal  cell 
vagotomy,  whereas  both  submaximal  and  maximal 
acid  responses  to  pentagastrin  were  reduced. 
Similar  responses  were  obtained  with  supra- 
diaphragmatic vagotomy  but  reduction  in  acid 
output  was  less  pronounced.   Significant  reduction 
of  pepsin  output  occurred  at  all  levels  after 
parietal  cell  and  subdiaphragmatic  vagotomy.   A 
reduction  but  not  abolishment  of  acid  output 
with  2-deoxy-D-glucose  was  noted  with  parietal 
cell  vagotomy,  whereas  total  abolishment  was 
induced  with  subdiaphragmatic  vagotomy.   Pepsin 
output  stimulated  by  2-deoxy-D-glucose  was  totally 
suppressed  by  vagotomy.   Results  suggest  that 
pepsin  rather  than  acid  responses  should  be  used 
as  a  measure  of  the  completeness  of  parietal  cell 
vagotomy. 

8168      STUDIES  ON  GASTRIC  MUCOPROTE I NS .   THE 
ISOLATION  AND  CHARACTERIZATION  OF  THE 


MUCOPROTEIN  OF  THE  WATER-SOLUBLE  MUCUS  FROM  PIG 
CARDIAC  GASTRIC  MUCOSA.   (E.)   Snary,  D.  (U. 
Newcastle  upon  Tyne  Dept.  Biochem. ,  England)  and 
A.  Allen.  Bioahem.    J.    1 23  (5)  :8i)5-853  ,  1971. 

Gel  filtration  of  the  water-soluble  material 
from  mucosal  scrapings  of  the  cardiac  region  of 
pig  stomach  gave  3  fractions.  A,  B  and  C.^^Each 
fraction  contained  radioactivity  from  (U-   C) 
glucose  and  (G-^H) threoni ne  incorporated  solely 
into  the  carbohydrate  and  protein,  resp.  of  the 
mucoprotein.   The  specific  radioactivities  of 
fractions  A  and  B  were  the  same,  with  fraction 
Ca  little  lower.   The  chemical  analyses  of  frac- 
tions A  and  B  revealed  mucoprotein  composed  of 
hexose  28^,  hexosamine  23%,    fucose  101,  sialic 
acid  \%   and  protein  22^.   The  protein  content  of 
fraction  C  was  higher  with  a  corresponding  decrease 
in  the  carbohydrate  content.   All  3  fractions 
had  closely  similar  A  and  H  blood  group  activities. 
Fractions  A,B,  and  C  were  polydisperse  with 
sedimentation  velocity  values  of  18.7S,  't.9S  and 
3.9s,  resp.   The  unf ract ionated  water-soluble 
mucus  contained  only  2  peaks,  fraction  A,  18. 7S, 
and  a  peak  of  h .hS ,    which  was  a  combination  of  B 
and  C  fractions.   Radioactive  mucoprotein  accounted 
for  85^  by  weight  of  the  soluble  mucus  and  it 
consisted  of  2  distinct  fractions  A  and  B-C, 
which  were  chemically,  biosynthet ical ly  and 
immunologically  very  similar. 


8169  POTENTIATION  BETWEEN  INTESTINAL  AND 
GASTRIC  PHASES  OF  ACID  SECRETION  IN 
HEIDENHAIN  POUCHES.  (E.)  Curg,  J.  R.  N.,  J. 
Isaza,  E.  R.  Woodward  and  L.  R.  Dragstedt  (U. 
Florida  Coll.  Med.,  Gainesville).  Arch.  Surg. 
103(6):709-712,  1971. 

Eight  mongrel  dogs  had  Heidenhain  pouches  and 
cannulas  as  well  as  vagus-denervated ,  isolated^ 
antral  pouches.   The  combination  of  acetylcholine 
antral  irrigation  (gastric  phase)  and  feeding 
(intestinal  phase)  resulted  in  a  marked  increase 
in  acid  secretion  from  the  Heidenhain  pouch  in 
6  dogs.   This  increase  was  sufficiently  greater 
than" the  sum  of  that  caused  by  individual 
stimulations,  to  suggest  potentiation  of  the  2 
mechanisms.   Hypotonicity  of  the  stomach  and 
antral  stasis  with  a  prolonged  liberation  of 
antral  gastrin  during  digestion  may  result  in  a 
prolonged  acid  environment  and  gastric  ulceration. 
During  the  phase  of  antral  stasis  and  prolonged 
gastrin  release,  some  food  will  enter  the  small 
intestine  with  the  release  of  intestinal  gastrin 
which  potentiates  the  effect  of  the  already 
circulating  antral  gastrin.   This  increase 
would  only  be  present  after  eating  and  would  not 
be  evident  in  the  fasting  stomach. 

8170      EFFECT  OF  PENTAGASTRIN  ON  THE  UTILIZATION 

OF  3H-HISTIDINE  FOR  HISTAMINE  FORMATION 
BY  THE  STOMACH  OF  THE  RAT.   (E.)   Kowalewski  ,  K. 
(U  Alberta  Surg. -Med.  Res.  Inst.,  Edmonton, 
Canada),  A.  Koheil  and  J.  C  Russell.  Can.    J. 
Physiol.    Pharmacol.    1*9(1 1 )  :967-971  ,  1971. 
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Total  free  histamine  content  and  isotopically- 
labeled  newly-formed  histamine  were  determined  in 
gastric  and  hepatic  tissues  and  in  the  gastric 
juice  of  male  rats  after  i.v.  infusion  for  2h   hr 
at  a  steady  rate  with  pentagastrin.   Pentagastrin 
at  the  dose  used  was  an  adequate  stimulant  of 
gastric  juice  rich  in  hydrogen  ion.   Total  free 
liistamine  of  the  stomach  was  elevated  at  the  end 
of  Zk   hr  infusion  of  pentagastrin.   Gastric  and 
hepatic  tissue  ^H-histamine,  considered  as  newly- 
formed  histamine,  was  also  higher  in  pentagastrin- 
infused  rats.   However,  pentagastrin  did  not 
affect  significantly  the  excretion  of  labeled 
histamine  in  gastric  juice.   The  presence  of 
histamine  in  gastric  juice  is  apparently  not 
directly  related  to  post  gastrin  hyperacidity 
under  the  condition  of  the  present  experiment. 


8171      PENULTIMATE  ASPARTYL  UNNECESSARY  FOR 

STIMULATION  OF  ACID  SECRETION  BY 
GASTR IN-RELATED  PEPTIDE.   (E.)   Trout,  H.  H.  (VA 
Ctr.,  Los  Angeles,  Calif.)  and  M.  I.  Grossman. 
Nature    [New  Biol.]    (Land.)   23^* (51 )  :256,  1971. 


In  conscious  cats  with 
response  curves  were  e 
acid  response  to  chole 
stokinin  and  pentagast 
of  1  to  cholecystokini 
potency  of  7-ala  subst 
and  of  pentagastrin  wa 
gastrin  tetrapeptide  i 
stituted  for  aspartyl 
stimulation  of  acid  se 
15  mg/kg,  confirming  p 
in  the  rat.  The  weak 
analogues  cannot  readi 
enhancement  of  potency 
tyrosyl  of  cholecystok 
that  gastrin  and  chole 
site,  the  aspartyl  res 
d  ispensable. 
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gastric  fistulas,  dose 
stablished  for  gastric 
cystokinin,  7-ala  cholecy- 
rin.   Assigning  a  potency 
n,  the  relative  molar 
ituted  analogue  was  1/110 
s  ]/k.      An  analogue  of 
n  which  alanyl  was  sub- 
showed  no  detectable 
cretion  at  doses  as  high  as 
revious  negative  findings 
action  of  alanyl-subst ituted 
1y  be  detected  without  the 

conferred  by  the  sulfated 
inin.   On  the  assumption 
cystokinin  act  on  the  same 
idue  of  gastrin  may  be 


EFFECT  OF  NONNUTRITIVE  BULK  AND  FOOD 
DEPRIVATION  ON  WHEEL-RUNNING  ACTIVITY 
OF  VAGOTOMIZED  RATS.   (E.)   Messing,  R.  B.  and 
B.  A.  Campbell  (Princeton  U.  Dept.  Psychol., 
N.  J.).  J.    Comp.    Physiol.    Psyahiatr.    77(3): 
')03-'»05,  1971. 

Food  deprivation  without  access  to  the  nonnutritive 
diet  increased  wheel  running  in  both  vagotomized 
and  sham-operated  rats.   For  the  last  3  days, 
vagotomized  animals  ran  significantly  nore  than 
shams  under  food  deprivation.   Only  the  vagotomized 
animals  showed  an  increase  in  wheel  running  when 
allowed  free  access  to  the  nonnutritive  diet 
during  starvation.   There  were  also  no  differences 
in  the  amount  of  nonnutritive  diet  ingested  by 
the  2  groups  or  in  the  amount  of  weight  lost 
during  deprivation.   Apparently,  stimuli  arising 
from  an  empty  stomach  are  not  the  source  of 
increased  wheel  running  during  starvation.   Instead 
stomach  distention,  as  monitored  by  the  vagus, 


acts  to  inhibit  wheel  running  activity  during 
food  deprivation  if  the  animal  is  allowed  access 
to  a  palatable  nonnutritive  diet. 


8173      THE  EFFECT  OF  THE  TIME  OF  TESTING  ON 
THE  DETERMINATION  OF  pH  VALUES  IN  _m 
VITRO  SAMPLES  OF  GASTRIC  JUICES.   (Ger.)   P«ge, 
A.  W.  (Karl  Marx  U.  Surg.  Clin.,  Leipzig,  Germany) 
and  J.  Ualther.  Dtsoh.    Z.    Verdau  Stoffueahselkr. 
31(0:11-15,  1971. 

Repeated  determinations  were  made  of  the  pH 
values  of  602  samples  of  gastric  juices,  at 
intervals  up  to  72  hr  after  the  samples  were 
obtained  and  at  holding  temperatures  ranging  form 
0°  C  to  room  temperature.   The  longer  the  sample 
was  held,  the  greater  was  the  change  of  pH  at 
any  temperature;  the  higher  the  holding  temperature, 
the  greater  was  the  change  of  pH  over  any  given 
time  interval.   It  is  concluded  that  reliable 
determinations  could  not  be  made  when  samples  are 
held,  at  room  temperature,  beyond  the  day  on 
which  they  are  obtained  from  the  patient,  or  when 
they  are  held  beyond  the  following  day,  at 
temperatures  of  0°-'*°  C. 


817'*      THE  ROLE  OF  CYCLIC  AMP  IN  GASTRIC 

SECRETION.   (E.)   Levine,  R.  A.  (State 
Univ.  Hosp.,  Syracuse,  N.  Y.)  and  D.  E.  Wilson. 
Ann.   NY  Aoad.    Soi.    185:363-375,  1971. 

Prompt  inhibition  (within  15  min)  of  gastric 
secretion  by  cyclic  AMP  was  demonstrated  in  12 
experiments  performed  on  anesthetized  dogs  with 
Heidenhain  pouches,  6  studies  on  anesthetized 
dogs  with  gastric  fistulae,  and  2  studies  on  an 
intact,  conscious,  trained  dog.   Degree  of 
inhibition  and  recovery  to  pretreatment  levels 
were  similar  whether  given  by  single  rapid  injec- 
tion or  by  continuous  i.v.  infusion.   Epinephrine, 
glucagon,  and  cyclic  inosine  monophosphate  all 
mimicked  the  effects  of  exogenous  cyclic  AMP. 
No  significant  alteration  of  basal  gastric 
secretory  rate  was  observed  in  9  human  subjects 
after  cyclic  AMP  stimulation.   However,  cyclic 
AMP  significantly  depressed  betazole-st imulated 
gastric  acid  secretion  281  during  the  15-min 
interval  after  cyclic  AMP  injection  in  9  subjects. 
Volume  diminished  and  pH  was  unchanged.   All 
subjects  had  an  increase  in  cardiac  rate  and 
plasma  glucose,  and  half  compVained  of  uncomfortable 
sick  effects.   The  primary  role  of  cyclic  AMP' 
may  be  to  mobilize  calcium  ion,  possibly  the  key 
intracellular  messenger  of  gastric  secretion 
from  intracellular  pools. 

8175      PLASMA  GASTRIN  LEVELS  IN  CONSCIOUS 

RHESUS  MONKEYS.   (E.)   Mullen,  J.  L. 
(U.  Pennsylvania  Sch.  Med.,  Philadelphia),  E.  F. 
Rosato,  F.  E.  Rosato,  G.  Lanciault  and  F.  P. 
Brooks.  Surg.    Forum   22:301-302,  1971. 

No  correlation  between  the  level  of  spontaneous 
acid  secretion  and  plasma  gastrin  concentration 
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was  noted  in  fasted  male  Rhesus  monkeys  with 
modified  Thomas  cannulae  in  the  stomach.   A 
significant  increase  in  plasma  gastrin  levels 
above  basal  concentration  in  vena  caval  blood  was 
observed  after  feeding.   Results  suggest  that 
circulating  gastrin  concentration  was  not  the 
primary  determinant  of  fasting  acid  secretion. 


8176      NATURE  OF  THE  GASTRIC  HYPERSECRETION 
ASSOCIATED  WITH  INTESTINAL  EXCLUSION. 
(E.)   Villar,  H.  (U.  California  Sch.  Med.,  La 
Jolla),  A.  G.  Abbott,  R.  J.  Williams,  H.  Rosen 
and  M.  J.  Orloff.  Surg.    Forum   22:299-300,  1971. 

No  effect  on  basal  acid  secretion  by  intestinal 
exclusion  or  portacaval  shunt  was  noted  in  dogs 
with  isolated  denervated  fundic  pouches.   Only 
dogs  with  jejunal  exclusion  showed  a  significant 
increase  in  acid  secretory  response  to  an  in- 
testinal meal.   Animals  with  exclusion  and  intact 
intestines  showed  significant  gastric  hypersecre- 
tion in  response  to  feeding.   Results  suggest 
that  the  jejunum  is  the  site  of  origin  of  an 
inhibitor  of  gastric  acid  production. 


8177      EFFECT  OF  SECRETIN  ON  THE  SERUM  GASTRIN 

RESPONSE  TO  A  MEAL  IN  MAN  AND  IN  DOG. 
(E.)   Bunchman,  H.  H.,  II,  D.  D.  Reeder  and  J.  C. 
Thompson.  Surg.    Forum   22: 303- 30^4,  1971. 

Administration  of  secretin  during  i.v.  ingestion 
of  food  caused  a  significant  decrease  in  serum 
gastric  response  to  food  in  man  and  dog  and  an 
almost  total  abolishment  of  Heidenhain  pouch 
acid  secretion,  which  returned  to  control  levels 
after  termination  of  treatment. 


8178      INCREASED  INTRACRANIAL  PRESSURE  AND 

GASTRIC  MUCOUS  PRODUCTION.   (E.) 
DeWeese,  W.  0.  (Louisiana  State  U.  Sch.  Med., 
New  Orleans),  J.  A.  O'Neill,  Jr.,  D.  G.  Kline, 
F.  C.  Nance  and  C.  M.  Johnson.  Surg.   Forum 
22:326-328,  197). 

Isolated  antral  pouches  were  constructed  in  the 
stomachs  of  5  dogs,  and  cannulae  were  inserted 
for  the  collection  of  mucus  secretions.   After  a 
1-month  recovery  period,  daily  3-hr  collections 
of  pouch  mucus  were  made  for  10  days.   A  small 
craniotomy  was  then  performed  on  each  animal, 
and  a  balloon  catheter  was  inserted  in  the  right 
frontoparietal  epidural  space  and  inflated  to 
double  the  resting  intracranial  pressure,  which 
was  maintained  for  2  weeks.   An  identical  10-day 
series  of  3-hr  pouch  collections,  with  analyses 
and  Cortisol  determinations  was  performed.   The 
volume  of  antral  mucus  output  diminished  in  all 
animals  from  27  ml  to  1*4  ml  per  3  hr,  following 
balloon  inflation.   The  dry  weight  of  the  non- 
dialyzable  mucous  material  decreased  from  138  mg 
to  88  mg.  The  concentration  of  nondi al yzable 
mucosubstance,  however,  was  not  significantly 
different  from  the  control  level.   Plasma  Cortisol 


levels  increased  an  average  of  ^0%.      An  acute 
duodenal  ulcer  was  found  postmortem  in  1  of  the 
dogs. 

8179      EFFECTS  OF  CATECHOLAMINES  ON  ACID 

SECRETION  OF  BULLFROG  ISOLATED  GASTRIC 
MUCOSA.   (E.)   Thorpe,  C.  D.  (U.  Michigan  Med. 
Sch.,  Ann  Arbor),  R.  A.  Frusco,  P.  Bass  and  C.  C. 
Hug,  Jr.  Surg.    Forum   22:317-319,  1971. 

The  stomachs  of  bullfrogs  were  removed,  halved, 
and  the  stripped  mucosa  was  mounted  in  paired 
Lucite  chambers.   The  secretory  (mucosal)  and 
nutrient  (serosal)  solutions  were  gassed  with 
1001  02,  and  95^  02--5^  CO2,  resp.  After  '(-7  hr, 
the  mucosae  reached  resting  secretory  rates. 
Half  of  each  pair  was  then  exposed  to  catecholamines 
for  1  hr  in  the  presence  of  ascorbic  acid  (0.2 
mg/ml),  while  the  control  halves  received  only 
ascorbic  acid  in  the  nutrient  solution.   In  1 
group,  histamine  (10"^  M)  was  added  to  both  halves. 
In  another  experiment  isoproterenol  (5  x  10"  ) 
was  added  alone,  and  in  the  presence  of  propanolol . 
There  was  no  stimulation  of  acid  secretion  in 
the  resting  mucosae  by  epinephrine,  norepinephrine 
or  isoproterenol  in  concentrations  ranging  from 
10-^  to  10-2  f^_   Epinephrine  and  norephrinephrine 
produced  insignificant  decreases  in  the  histamine- 
stimulated  secretory  rates.  However,  isoproterenol 
(5  x  10-3  M)  significantly  inhibited  the  histamine 
secretory  rate  by  55%.      In  the  presence  of 
propranolol,  this  inhibition  was  decreased  to 
\2%.      At  higher  concentrations  of  isoproterenol 
(10-2  f^)  the  inhibitory  effect  was  not  blocked 
by  propranolol.   Maximal  responses  to  acetyl- 
choline were  inhibited  (>0%   by  isoproterenol. 
The  inhibitory  action  appears  to  be  a  direct 
effect  on  the  B-adrenergic  receptors,  independent 
of  gastric  blood  flow. 

8180      THE  EFFECT  OF  SEROTONIN  ON  THE  GASTRIC 

MUCOSAL  BARRIER.   (E.)   Wise,  L. 
(Washington  U.  Sch.  Med.,  St.  Louis,  Mo.),  L. 
Ashford  and  W.  F.  Bal linger.  Surg.    Forum   22: 
321-322,  1971. 

Innervated  total  gastric  pouches  were  constructed 
in  6  dogs.  After  a  3-week  recovery  period,  the 
innervation  of  the  pouches  was  confirmed.  Control 
experiments  were  performed  in  each  dog,  in  which 
isosmotic  solutions  containing  HCl  and  NaCl  were 
introduced  into  the  pouches  to  establish  the  net 
flux  of  hydrogen,  sodium,  potassium  and  chloride 
ions.  These  values  were  compared  with  those 
found  following  the  administration  of  5-hydroxy- 
tryptamine  (5-HT) ,  or  its  precursor,  5-hydroxy- 
tryptophan  (5-HTP) .  The  test  solutions  were 
recovered  from  the  pouches  after  30  min.   In  the 
control  experiments,  and  with  parenteral ly 
administered  5-HT  (0.03-2.0  mg/kg/15  mln)  there 
was  no  significant  net  hydrogen  or  sodium  exchange. 
However,  following  the  administration  of  5-HTP 
(20  mg/kg  i.v.),  there  was  a  highly  significant 
decrease  in  hydrogen  concentration  from  a  mean 
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of  101.2  +  O.ti   to  96.9  ±  O.k   mEq/liter.   The  net 
flux  of  potassium  and  chloride  was  unaffected  by 
5-HTP.   The  difference  in  response  may  be  due  to 
the  fact  that  5-HT  remains  in  the  extracellular 
spaces,  whereas  5-HTP  penetrates  the  cells,  where 
it  Is  converted  to  5-HT. 


8181      THE  MECHANISMS  OF  ACTION  OF  SALICYLATES 

ON  GASTRO  ACID  SECRETION  IN  VITRO. 
(E.)   Jorgensen,  T.  G.  (Michael  Reese  Hosp., 
Chicago,  111.),  E.  L.  Kaplan  and  G.  W.  Peskin. 
Surg.   Forum   22:315-316,  1971. 

Sodium  salicylate  (1.5  x  10-^  M)  in  v  i  t  ro  reduced 
the  basal  or  gastrin-st imulated  secretion  in 
gastric  mucosa  from  Rana  pipiens  or  R_^  catesbiana, 
whereas  a  higher  concentration  of  sal icylate  (0.5 
mg/ml)  induced  complete  cessation  of  titratable 
acid  within  15-^*5  min.   Partial  or  complete 
inhibition  of  acid  secretion  was  reversible  by 
washing  the  salicylate  from  the  bath,  but  if 
washing  occurred  more  than  1.5  hr  after  total 
inhibition,  the  damage  was  irreversible.   Theo- 
phylline (1-2  X  10-^  M)  gave  partial  protection 
from  the  salicylate  if  added  before  or  during 
inhibition  of  secretion.   Results  suggest  that 
salicylate  may  act  by  interference  with  enzymatic 
processes  related  to  gastric  secretion. 


8182      THE  ROLE  OF  THORACIC  DUCT  LYMPH  IN 

GASTRIN  TRANSPORT.   (E.)   Clendinnen, 
B.  G.  (U.  Texas  Med.  Branch,  Galveston),  D.  D. 
Reeder  and  J.  C.  Thompson.  Surg.    Forum   22:306-308, 
1971. 

No  significant  difference  in  gastric  fistula  acid 
output  in  the  thoracic  lymph  of  dogs,  before  and 
after  continuous  antral  irrigation  with  1% 
acetylcholine,  or  in  fasted  dogs  and  2  patients 
with  chronic  thoracic  duct  fistulas,  after  eating, 
was  observed.  A  significant  increase  of  serum 
gastric  levels  after  eating  was  noted  in  dogs 
and  in  the  2  patients.  Only  small  amounts  of 
gastrin  appear  to  be  transported  by  thoracic 
duct  lymph. 


8183      GASTRIN  LEVELS  IN  ANEPHRIC  PATIENTS. 

(E.)  Maxwell,  J.  G.  (U.  Utah  Coll. 
Med.,  Salt  Lake  City),  J.  G.  Moore,  J.  Dixon  and 
L.  E.  Stevens.  Surg.    Forum   22:305-306,  1971. 

Postcibal  serum  gastrin  levels  in  \h   normal  sub- 
jects were  2-5  times  higher  than  fasting  levels; 
6  anephric  patients  had  fasting  levels  5-100 
times  the  normal  range;  2  of  these  had  gastrin 
levels  in  the  range  of  patients  with  Zollinger- 
Ellison  tumors  or  pernicious  anemia;  1  had  a 
significant  decrease  after  transplantation  with 
restoration  of  the  postcibal  rise.  The  results 
support  the  concept  of  renal  degradation  of 
gastrin. 


SIS')      THE  ROLE  OF  CYCLIC  ADENOSINE  3', 5' 

MONOPHOSPHATE  IN  GASTRIC  SECRETION. 
(E.)   Rosen,  H.  (U.  California  Sch.  Med.,  La 
Jolla,  Calif.),  J.  G.  Chandler,  F.  Multer  and 
M.  J.  Orloff.  Surg.    Forum   22:291-293,  1971. 

Pentagastrin  and  cyclic  AMP  stimulated  acid 
secretion  in  isolated  frog  gastric  mucosa.   Amino- 
phylline,  which  potentiates  the  effects  of 
cyclic  AMP,  caused  a  small  rise  in  secretion, 
while  N-methyl  imidazole  (MIA),  which  interferes 
with  the  effects  of  cyclic  AMP,  strongly  inhibited 
acid  secretion.   MIA,  when  administered  with 
pentagastrin,  prevented  the  normal  secretory 
response  to  gastrin.   Basal  levels  of  cyclic  AMP 
in  frog  gastric  mucosa  were  observed  to  increase 
after  gastrin  stimulation,  and  decrease  after 
exposure  to  MIA.   Results  suggest  that  cyclic 
AMP  participates  in  gastric  acid  production, 
possibly  by  acting  as  a  mediator  for  gastrin  at 
the  target  cell  level. 


8185      THE  KINETICS  OF  INHIBITION  BY  FAT  OF 

H I STAM I NE-ST IMULATED  GASTRIC  ACID. 
(E.)   Way,  L.  W.  (U.  California  Sch.  Med.,  San 
Francisco).  Surg.    Forum  22:235-237 ,    1971. 

When  fat  was  instilled  through  a  cannula  into 
the  duodenum  of  mongrel  dogs,  acid  secretion 
from  Heidenhain  pouches  of  the  fundic  mucosa  was 
inhibited  80I  at  the  lowest  dose  of  i.v.  histamine 
(0.01  mg/kg/hr)  and  23%   at  the  highest  dose  (0.08 
mg/kg/hr).   The  degree  of  inhibition  was  related 
to  the  amount  of  fat,  as  well  as  the  histamine 
dose,  and  the  dose-response  curve  of  fat- inhi bi ted 
secretion  was  parallel  to  the  curve  of  the  con- 
trols.  Histamine  was  slightly  inhibited  by 
secretin,  except  at  the  lowest  histamine  doses, 
while  cholecystoki ni n  enhanced  the  histamine 
effect.   Fat  appears  to  release  an  enterogastrone 
from  the  small  intestine,  which  is  distinct  from 
secretin  or  cholecystoki ni n . 


8186      DIFFERENTIAL  IONIC  SECRETION  BY  ISOLATED 

PARIETAL  CELLS  IN  VITRO.   (E.) 
McDougal ,  >J.  S.  (Univ.  Hosps.,  Cleveland,  Ohio) 
and  J.  J.  DeCosse.  Surg.    Forvm   22:289-291,  1971. 

The  flux  of  ions  in  layered  parietal  cell  cultures 
was  studied  in  relation  to  control  cultures 
without  parietal  cells,  which  served  as  standards 
against  which  changes  in  ionic  concentrations 
were  measured.   In  parietal  cell  cultures,  available 
CI"  increased  on  the  luminal  side  by  transport 
of  CI"  in  the  luminal  direction  and  removal  of 
Na*  from  luminal  NaCl.   H+  moved  in  the  direction 
of  the  lumen,  while  changes  in  K  flux  were  not 
significant.   When  cells  were  treated  with 
acetazolamide,  CI"  and  H"*"  flux  continued,  although 
at  a  reduced  rate,  suggesting  that  the  transport 
of  these  ions  continues  without  carbonic  anhydrase 
activity.  Lactate  diffused  across  the  interstitial 
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membrane,  but  not  through  the  luminal  membrane, 
an  effect  that  might  be  due  to  differential  pore 
size.   A  hypothesis  of  gastric  acid  secretion 
suggested  by  this  data  is  presented. 


8190      ENDOGASTRIC  DETERMINATION  OF  MAXIMAL 

SECRETORY  RESPONSE  OF  THE  STOMACH 
AFTER  PENTAGASTRIN.   (Ger.)   Kutter,  D.  (U. 
Lausanne  Fac.  Pharm. ,  Switzerland)  and  R.  Arend. 
Med.    Emahrung   12  (8) :  182-1  81*,  1971. 


8187      SELECTIVE  DESTRUCTION  OF  GASTRIC 

GANGLION  CELLS  AND  ACID  RESPONSE  TO 
HISTAMINE  AND  MEAT.   (E.)   Okada,  A.  (U.  Minnesota 
Health  Sci.  Ctr.,  Minneapolis),  R.  L.  Goodale,  Jr., 
A.-M.  Carpenter  and  0.  H.  Wangensteen.  Surg. 
Forum   22:29'4-295,  1971. 

After  gastric  ganglion  cells  in  dogs  were 
selectively  destroyed  in  the  gastric  fundus  by 
perfusion  with  HgCl2,  the  maximum  and  submaximum 
rates  of  acid  output  in  response  to  histamine 
were  reduced  by  'tO.2%  and  81. 5^,  resp.   Beginning 
5  weeks  after  HgCl2  perfusion  of  isolated  denervated 
Heidenhain  pouches  in  the  gastric  antrum  of  dogs, 
there  was  a  persistent  decrease  in  acid  secretion, 
with  an  average  reduction  of  1*9.7^  to  meat  stimula- 
tion.  Histologic  examination  revealed  damaged 
ganglion  cells  of  Auerbach's  and  Meissner's 
plexus,  in  contrast  to  normal -appear ing  muscle, 
vessels,  parietal  cells  and  chief  cells.   The 
results  suggest  that  intramural  ganglion  cells 
are  important  to  antral  gastrin  release  and  to 
gastric  response  to  histamine. 


8188      INACTIVATION  OF  RENNET  AND  BOVINE 

PEPSINS  BY  UREA.   POSSIBLE  APPLICATION 
TO  QUANTIFICATION  IN  MIXTURE.   (Fr.)   Douillard, 
R.  (CNRZ,  Dept.  Anim.  Technol  .  ,  Jouy  en  Josas , 
France).  Bioohimie   53  C*)  :'»'*7-'t55  ,  1971. 


8191      THE  PENTAGASTRIN  TEST  AS  A  METHOD  FOR 

STUDYING  GASTRIC  SECRETION.   (Rus.) 
Risse,  E.  S.  Lab.    Delo    (7)  :'»05-'*07 ,  1971. 


8192      THE  INFLUENCE  OF  PENTAGASTRIN  AND 

SECRETIN  ON  THE  BLOOD  CIRCULATION  AND 
SECRETORY  FUNCTION  OF  THE  HUMAN  GASTRIC  MUCOUS 
MEMBRANE.   (Rus.)   Dampling,  L.  and  M.  Klassen. 
Klin.   Med.    (Mask.)   '♦9(6) : 85-89,  1971. 


8193      GLUCAGON  AND  GASTRIC  SECRETION:   A 

STUDY  ON  THE  MECHANISM  OF  ACTION. 
(Ger.)   Miederer,  S.  E.  (U.  Bonn  Polyclin. 
Germany)  and  0.  Stadelmann. 
89(2'4):926-928,  1971. 


Fortschr.   Med. 


819'* 

MEMBRANE. 
Ustimova. 
1971. 


THE  ROLE  OF  METHIONINE  IN  HYDROCHLORIC 
ACID  SECRETION  BY  THE  GASTRIC  MUCOUS 

(Rus.)   Epstein,  J.  A.  and  M.  I. 

Dokl.  Akad.   Nauk.   SSSR   198(2)  :'»65-'466, 


(E.) 


8195      HISTAMINE  AND  THE  PARIETAL  CELL. 

Waton,  N.  G.  (U.  Strathclyde  Dept.   _ 
Pharmacol.,  Glasgow,  Scotland).  Am.    J.    Dig.    Dzs. 
l6(10):921-938,  1971. 


8189      CLINICAL  AND  PATHOANATOM I C  CHANGES  IN 

ANIMALS  FOLLOWING  INSTILLATION  OF 
GASTRIC  JUICE  AND  DILUTED  HYDROCHLORIC  ACID  INTO 
THE  RESPIRATORY  TRACT.   (Rus.)   Rafulia,  V.  A. 
and  V.  N.  Blagodarov.  Klin.    Khir.    5l(7):50-53, 
1971. 


8196      TECHNIQUE  OF  POLAROGRAPHI C  ANALYSIS  OF 

GASTRIC  JUICE.   (Rus.)   Mansourova, 
ID   F.  S.  Itchad'ik  and  L.  V.  Chipilova. 
Lab.    Delo    (7):'*07-'t10,  1971. 


See  also  numbers:   8078,  8O8O,  8083,  8137,  8230 
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8197      THE  EFFECT  OF  PROLONGED  PANCREATIC 

SECRETION  ON  BLOOD  ACID-BASE  BALANCE 
IN  THE  CONSCIOUS  DOG.   (E.)   Fawcett,  A.  N.  (Roy. 
Infirm.,  Leicester,  England)  and  C.  A.  Newman. 
Gut   12(11):918-92I  ,  1971. 

Three  dogs  were  fitted  with  Thomas  cannulas  in 
the  duodenum  through  which  the  pancreatic  duct 
was  cannulated  with  fine  polyethylene  cannulas. 
In  another  dog  the  pancreatic  juice  was  collected 
from  a  duodenal  pouch  drained  by  a  Fawcett  cannula. 
In  each  study,  the  dog  received  a  loading  dose  of 
secretin  (l  clinical  units/kg  given  i.v.  over  20 
min)  followed  by  an  infusion  of  secretin  (2  units/ 
kg/hr,  i.v.)  giving  near  maximal  stimulation  of 
secretion  of  pancreatic  bicarbonate.   Arterial 
blood  samples  were  taken  basal ly  and  after 
several  intervals;  pancreatic  juice  was  collected 
at  10-min  intervals.   During  the  first  hr  of 
secretion  there  was  no  significant  alteration  of 
plasma  pH,  but  this  fell  significantly  during 
the  second  hr  without  any  further  change  during 
the  third  hr;  the  mean  fall  was  0 .03k   pH  units. 
The  plasma  pC02  fell  a  mean  of  h   mm  Hg  during  the 
3  hr;  the  fall  was  linear  during  the  first  2  hr 
and  less  so  during  the  third.   During  the  first 
hr  the  plasma  bicarbonate  fell  a  mean  of  1.2 
mEq/liter,  but  this  was  not  significant;  a 
significant  fail  of  2.k   mEq/liter  was  seen  by 
the  end  of  the  second  hr,  with  no  .further  signifi- 
cant fall;  the  mean  overall  fall  was  2.8  mEq/liter. 
Using  the  pancreatic  bicarbonate  output  and  an 
assumed  extracellular  space  volume,  the  change  in 
the  plasma  bicarbonate  concentration  equivalent 
to  the  loss  of  bicarbonate  in  the  pancreatic 
juice  had  a  mean  of  2.1  mEq/1 i ter/hour .   In  the 
first  hr  the  base  excess  fell  significantly  by 
a  mean  of  l.^i  mEq/liter  and  in  the  second  hr  by 
3.0  mEq/liter  with  no  further  change.   It  is 
concluded  that  measurements  of  blood  bicarbonate 
or  base-excess  changes  cannot  be  used  to  estimate 
pancreatic  output  of  bicarbonate  and  that  the 
acidosis  caused  by  pancreatic  secretion  does  not 
explain  the  changes  in  bicarbonate  concentration 
seen  in  pancreatic  juice  after  prolonged  secretion. 


8198      EFFECT  OF  PENTAGASTRIN  ON  PANCREATIC 
SECRETION  IN  MAN.   (E.)   Petersen,  H. 
(Ulleval  Hosp.,  Oslo,  Norway)  and  A.  Berstad. 
Soand.    J.    Gastroenterol.    6(6)  :'t83-'t88,  1971. 

The  effect  of  pentagastrin  on  the  basal  and 
secretin-stimulated  pancreatic  secretion  of 
bicarbonate  and  enzymes  was  studied  in  7  healthy 
volunteers.   Pentagastrin  (O.I5,  O.9  and  5.^4 
ug/kg  hr)  showed  no  dose-dependent  effect  on 
either  basal  bicarbonate  secretion  or  bicarbonate 
secretion  stimulated  by  secretin  (O.l  -  2.5 
clinical  U/kg-hr).   No  dose-dependent  effect  of 
either  secretin  or  pentagastrin  on  the  secretion 
of  proteolytic  enzymes  was  found  during  any 
time  of  the  infusion,  nor  did  pentagastrin  in- 
fluence the  secretion  of  enzymes  induced  by 


various  doses  of  secretin.   Secretin  alone,  as 
well  as  in  combination  with  pentagastrin,  gave 
significantly  higher  enzyme  outputs  than  penta- 
gastrin alone  during  the  initial  and  late  phase 
of  the  infusion. 


8199      ISOLATION  AND  CHARACTERIZATION  OF 

CARBOXYPEPTIDASES  A  AND  B  FROM  ACTIVATED 
PANCREATIC  JUICE.   (E.)   Reeck,  G.  R. ,  K.  A. 
Walsh  and  H.  Neurath  (U.  Washington  Dept.  Biochem., 
Seattle).  Biochemistry    1 0  (25)  :'t690-'4698,  1971. 

A  technique  for  the  purification  of  carboxy- 
peptidases  A  and  B  from  activated  pancreatic 
juice  which  utilizes  affinity  chromatography,  and 
the  characterization  of  the  resulting  enzymes  is 
presented.   The  carboxypept idase  A  which  was 
isolated,  was  purely  in  the  6  form.   Three  forms 
of  carboxypept idase  B  were  isolated,  carboxy- 
peptidase  B  being  composed  of  a  single  chain, 
while  carboxypeptidase  B  I  and  B  II  were  double 
chain  proteins.   The  molecular  weights  were 
determined  to  be  35,200  ±  1200  for  carboxy- 
peptidase Bl  and  36,100  ±  900  for  carboxypeptidase 
B  II,  the  average  of  all  determinations  of  35,700 
±  1000  being  considered  representative  of  both 
proteins.   The  amino  acid  compositions  and 
enzymatic  properties  of  all  3  carboxypept idases 
seemed  to  be  the  same  regardless  of  the  number 
of  polypeptide  chains.   Each  portion  was  capable 
of  tightly  binding  1  zinc  atom  per  molecule. 
Techniques  for  the  separation  and  characterization 
of  the  polypeptide  chains  of  carboxypept idases 
B  I  and  B  II  are  also  described. 


8200      UNSTIMULATED  SECRETION  OF  PROTEIN  FROM 

RAT  EXOCRINE  PANCREAS  CELLS.   (E.) 
Kramer,  M.  F.  (U.  Utrecht  Sch.  Med.,  Netherlands) 
and  C.  Poort.  J.    Cell  Biol.    52  (l ) : 1^7-1 58 ,  1972. 

In  nonanesthetized ,  fasting  rats,  without  cannulated 
pancreatic  duct,  the  secretion  of  radioactive 
protein  followed  a  2-phase  pattern.   The  relatively 
slow  rate  of  secretion  during  the  first  few  hr 
after  labeling  in  vivo  started  20  min  after 
synthesis  and  resulted  from  fortuitous  contacts 
of  young  secretory  granules  with  the  apical  cell 
membrane.   In  v  i  t  ro ,  the  first  radioactive  pro- 
tein was  found  outside  the  cells  between  20  and 
ho   min  after  pulse  labeling;  the  rate  of  secretion 
was  similar  to  that  in  vivo,  at  least  during  the 
first  k   hr  after  pulse  labeling.   The  second 
phase  begins  about  7  hr  after  the  synthesis  of 
labeled  protein,  during  which  the  greater  part 
(20^)  left  the  cell  at  a  higher  rate.   The  second 
mechanism  consisted  of  an  orderly  movement  of 
the  mass  of  secretory  granules  towards  the  apical 
cell  membrane  caused  by  the  continuous  assembly 
of  new  granules;  granules  in  contact  with  the 
cell  membrane  were  discharged.   The  second 
mechanism  was  dependent  on  the  addition  of  new 
secretory  granules,  since  protein  synthesis 
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blockade  by  cycloheximide  decreased  the  rate  of 
this  phase  of  secretion  without  interfering  with 
the  secretory  process  proper.   Nei ther  extens i ve 
washing  of  t i ssue' si  ices  nor  atropine  inhibited 
fasting  secretion  in  vitro,  excluding  possible 
secretagogues  as  important  factors  in  fasting 
secretion . 

8201      INFLUENCE  OF  B I CARBONATE-CO2-  AND 

GLYCODIAZINE  BUFFER  ON  THE  SECRETION 
OF  THE  ISOLATED  CAT'S  PANCREAS.   (E.)   Schulz,  I. 
(Max  Planck  Inst.  Biophys.   Frankfurt/Main  Ger- 
many) .  Pfluegevs  Aroh.    329(it)  :283-306 ,  1971. 

Concentrations  of  the  different  buffer  components 
(bicarbonate  and  glycodi azi ne)  were  varied  in 
order  to  determine  the  rate-limiting  component. 
Rates  of  bicarbonate  and  fluid  secretion  in  the 
perfused  cat  were  proportional  to  the  respective 
concentrations  of  the  bicarbonate  anion  and  total 
bicarbonate  in  the  perfusate.   In  o^W  2  of  9 
experiments  could  the  secretory  rate  of  fluid  and 
bicarbonate  be  varied  by  altering  the  CO2  pressure 
of  the  perfusate.   Bicarbonate  CO2  buffercould 
be  partially  replaced  by  glycodiazine  in  its 
ability  to  promote  water  and  solute  secretion. 
Anion  concentration  in  the  perfusate  was  the  rate- 
limiting  step  for  the  enhancement  of  the  glyco- 
diazine and  concomitant  fluid  secretion,  whereas 
by  increasing  concentrations  of  the  und.ssociated 
acid  of  this  buffer,  the  secretory  flow  rate  and 
total  buffer  secretion  could  be  decreased.   Rate 
limitation  with  each  buffer  component  seems  to 
be  dependent  on  its  concentration  and  permeation 
properties.   Undi ssoci ated  glycodiazine  inhibited 
pancreatic  secretion  through  its  effects  on 
mitochondrial  energy  production. 
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PHYSIOLOGICAL  STIMULI  IN  ADULT  RATS.   (E.) 
Deschodt-Lanckman,  M.  (U.  Brussels  Med.  Sch., 
Belgium),  P.  Robberecht,  J.  Camus  and  J . 
Christophe.  Biochemie  53(6-7): 789-796,  1971. 

Following  maintenance  on  a  '♦8^  carbohydrate  diet, 
adult  rats  were  fasted  2U   hr  and  refed  for  5 
days  on  various  diets:  h%   corn  oil  67^  carbo- 
hydrate, and  \n   casein  or  50°^  lipid,  \^%   casein 
and  no  carbohydrate.   Other  groups  of  rats  under- 
went either  simple  starvation  for  3-6  days  or 
alloxan-induced  diabetes.   alpha-Amyl aseand 
lipase  activities  tripled  within  5  days  in  the 
presence  of  starch  and  corn  oiT,  resp.  Their 
specific  activities  decreased  to  one-third  of 
initial  values  when  the  substrates  were  switched. 
Amylase  activity  on  (.1%   starch,  glucose  fructose 
or  sucrose  diet  did  not  exceed  that  on  48/o 
carbohydrate  meal.  Amylase  activity  also  was 
not  induced  well  by  galactose  and  lactose  de- 
creased sharply  during  fasting  and  in  diabetic 
rats,  and  was  always  depressed  on  fat  diets. 
Diabetes  and  m   galactose  diet  '  "^-"f  ^^'^.^^J^.  . 
specific  activity  of  lipase,  the  latter  probably 
due  to  a  reduced  glucose  tolerance.  Starch, 
fructose,  sucrose  or  50%  fat  diets  all  stimulated 
lipase.   Triolein  and  unsaturated  oils  yielded 
results  greater  than  those  with  more  saturated 
fats  (tricaprylin,  tristearin  and  lardj. 


HISTOCHEMICAL  BEHAVIOR  OF  INTERMEDIARY 
AND  EXPORTABLE  ENZYMES  OF  THE  EXOCRINE 
PANCREAS  OF  THE  MOUSE  IN  RESPONSE  TO  THE  INFLUENCE 
OF  TESTOSTERONE.   (Ger.)   Putzke,  H.-P.  (Res. 
Inst.  Gastroenterol.,  Rostock,  Germany  and  D. 
Tessmann.  Aota  Histoohem.    (Jena)    h\{.\)•.^-^^, 
1971. 

In  female  mice,  i .m.  administration  of  testosterone 
propionate  resulted  in  demonstrable  stimulation 
of  the  exocrine  pancreas,  manifested  as  increased 
activity  of  nonspecific  esterase,  lipase  b  " 
nucleotidase,  adenosine  triphosphatase,  both 
acid  and  alkaline  phosphatase,  succinate  dehydro- 
genase, cytochrome  oxidase  and  glutamate  dehydro- 
genase.  This  was  accompanied  by  decreased 
glycerophosphate  dehydrogenase  activity  and  a 
moderate  increase  of  RNA  in  the  basal  cytoplasm 
of  acinar  epithelial  cells.   In  male  mice  the 
only  response  to  the  agent  was  a  transitory 
increase  of  glycerophosphate  dehydrogenase  and  a 
concomitant,  transitory  decrease  of  glutamate 
dehydrogenase. 

8203      SHORT-TERM  ADAPTATION  OF  PANCREATIC 
HYDROLASES  TO  NUTRITIONAL  AND 
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AN  AMINO  ACID  SEQUENCE  INVOLVING 
SERINE  AT  THE  ACTIVE  SITE  OF  KALLIKREIN 

DERIVED  FROM  SWINE  PANCREAS.   (Ger.)   Fiedler,  F. 

(U.  Munich  Inst.  Clin.  Chem. ,  Germany),  B.  _ 

MUller  and   E.   Werle.     Ho^pe  Seylers  Z.   Physzol. 

Chem.    352(10)  :1 463- l'*6i.,  1971. 

Kallikrein  derived  from  swine  pancreas  was 
separated  into  kallikrein  A  and  kallikrein  B  and 
kallikrein  B  was  then  treated  with  neuraminidase, 
to  yield  an  enzyme  preparation  suitable  for 
electrophoresis.   Following  reaction  with   P- 
labeled  di i sopropyl f 1 uorophosphate ,  separation 
of  the  protein  hydrolysates  of  both  Aand  B  b| 
high  voltage,  paper  electrophoresis  yielded   P 
labeled  peptides  whose  12  mobile,  -"ad'oactive 
bands  were  identical  in  all  respects  with  those 
demonstrated  after  simi 1 ar  treatment  of  trypsin 
They  were  also  identical  with  12  of  the  13  bands 
reported  previously  in  similar  studies  of  trypsin, 
chymotrypsin  and  pancreatic  peptidase  E-   't  i^s 
concluded  that  the  amino  acid  sequence  asparagme 
serine-glycine,  appeared  to  occur  at  the  active 
site  of  both  forms  of  kallikrein,  confirming 
that  both  are  closely  related  to  the  °ther 
serine  proteinases  which  are  found  in  the  pancreas. 


8205      HISTALOG  AND  SECRETIN  EFFECTS  ON  SERUM 

ELECTROLYTES.   INFLUENCE  OF  PANCREATECTOMY 
AND  GASTRECTOMY.   (E.)   Lechm,  F.  (Cent.  U. 
Venezuela  Sch.  Med.,  Caracas),  A.  Benshimol ,  B. 
Van  der  Dijs,  J.  M.  GrUber  and  A.  Levy.  Aota 
Gastroenterol.    Lat.   Am.    2(l):9-l8,  1970. 
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Intravenous  Betazole  (i.v.)  caused  a  non-significant 
increase  of  HCO3"  and  a  significant  rise  of  CI", 
while  serum  inorganic  phosphate  and  potassium 
fell.   Gastrectomy  annulled  these  effects.   In 
the  pancreatectomy  group  (6),  CI"  concentration 
decreased.   The  fall  of  inorganic  phosphate  and 
potassium  were  prevented  by  pancreatic  resection. 
Secretin  caused  a  non-significant  increase  of 
bicarbonate  ion,  a  pronounced  and  persistent 
elevation  of  serum  chloride,  a  considerable  decrease 
in  inorganic  phosphate  and  small  decreases  in 
potassium  ion.   Gastrectomy  annulled  the  effect 
on  bicarbonate  and  chloride,  reversed  the  effect 
on  phosphate  and  enhanced  the  effect  on  potassium. 
Pancreatectomy  reversed  the  effects  on  bicarbonate 
and  chloride  and  prevented  the  secretion  effect 
on  phosphate  and  potassium.   No  variations  were 
found  in  the  concentrations  of  serum  sodium. 


Pascal  and  A.  Ribet. 
(6):'437"'t50,  I97I. 
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Rev.   Med.   Toulouse   7,  Pt.  1 


THE  SECRETORY  CAPACITY  OF  THE  PANCREAS 
RELATED  TO  AGE.   I.   STUDIES  USING 
STIMULATION  WITH  SECRETIN.   (Cz.)   Bartos,  V. 
(Charles  U.  Sch.  Med.,  Hradec  Kralove,  Czecho- 
slovakia) and  J.  Groh.  Lek.    Zpr.    Lek.    Fak. 
Karlova  Univ.    16(1 -2) :5-13,  1971. 


8209      LOCATION,  UPTAKE  AND  TURNOVER  OF  CERTAIN 

BIOGENIC  AMINES  AND  CORRESPONDING 
AMINO  ACIDS  IN  THE  EXOCRINE  PANCREAS.   (Sw.) 
Aim,  P.  (U.  Lund  Inst.  Histol.  Anat.,  Sweden). 
Conrnun.    Dept.   Anat.    Univ.    Lund   ]:]-]k,    1971. 


8206      A  CANNULA  FOR  SAMPLING  PANCREATIC  JUICE 
IN  THE  DOG.   (Por.)   De  Araujo  Teixeira, 
A.  M.  (Sch.  Med.,  Porto,  Portugal),  J.  Teixeira 
Neto  and  J.  Sarmento  Santos.  Medico    (Porto) 
60(1038):I69-171,  1971. 


8210      FUNCTIONAL  CHARACTERISTICS  AND  LYSOSOMAL 

INTEGRITY  OF  THE  ISOLATED  PERFUSED  CAT 
PANCREAS.   (E.)   Ferguson,  W.  W.  (U.  Virginia 
Sch.  Med.,  Charlottesville),  T.  M.  Glenn  and 
A.  M.  Lefer.  J.    Surg.    Res.    1 1  (7)  :36't-37'4,  I97I. 


8207      ULTRASTRUCTURE  AND  FUNCTION  OF  THE 

PANCREATIC  ACINAR  CELL.   II:   THE 
SECRETION  OF  ENZYME  PROTEINS.   (Fr.)   Frexinos,  J. 
(Purpan  Hosp. ,  Toulouse,  France),  R.  Fedou,  J.  P. 
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EFFECT  OF  CONSTRICTION  OF  THE  INTRA- 


HEPATIC BILE  DUCTS  AND  FEMALE  SEX 
HORMONES  ON  THE  COMPOSITION  OF  THE  BILE.   (Hun. 
Mester,  E.  (Semmelweis  Med.  U.,  Budapest),  A. 
Fischer  and  J.  Filsy.  Orv.    Eetil.    112(36): 
21'4l-21'43,  1971. 
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8212      DIMETHYLNITROSAMINE:   FORMATION  OF 
MUTAGENIC  COMPOUNDS  BY  INTERACTION 
WITH  MOUSE  LIVER  MICROSOMES.   (E.)   Mailing, 
H.  V.  (Oak  Ridge  Natl.  Lab.,  Tenn.).  Mutat.    Res. 
1 3  e*): '♦25-429,  1971. 

A  direct  study  of  the  mutagenicity  of  the 
metabolic  breakdown  products  of  dimethylni trosamine 
was  made  by  incubating  the  compound  with  a 
suspension  of  mouse  (lO-l't  weeks  old)  liver 
microsomes  in  the  presence  of  an  indicator 
organism  (Salmonella  typhimurium,  histidine  re- 
quiring strains)  for  mutagenicity.   Only  the 
strains  which  revert  by  base-pair  substitution 
did  so  after  treatment  with  dimethyl ni trosamine 
and  liver  enzymes.   The  induction  of  revertants 
was  independent  of  the  buffer  system  used,  since 
in  both  Tris  or  Hepes  buffer,  11.6  and  l^t.S 
revertants/lO^  survivors,  resp.,  were  obtained 
after  treatment,  as  compared  to  0.03  revertants/lO^ 


survivors  in  the  control  group.   Induction 
kinetics  of  mutation  under  these  conditions  was 
exponential,  and  the  mutation  frequency  increased 
with  approximately  the  3.3  power  of  the  treatment 
time.   The  complete  system  was  necessary  for 
maximum  activity.   Liver  enzymes  are  able  to 
form  mutagenic  compounds  from  dimethy In i trosami ne , 
and  they  are  stable  enough  to  enter  the  bacterial 
cell  and  induce  mutations. 


8213      INSULIN-INDUCED  STIMULATION  OF 

CHOLERESIS,  INVOLVING  A  FRACTION  WITH- 
OUT BILE  SALTS,  IN  THE  RAT.   (Fr.)   Roze,  C. 
(Bichat  Hosp.,  Paris)  and  D.  Feldmann.  C,   R. 
Acad.    Soi.    [O]  (Paris)    273 (10) :887-890,  1971. 

The  injection  of  insulin  into  rats  bearing  a 
biliary  fistula  induced  hypercholeresis ,  involving 
primarily  an  electrolyte  without  bile  salts, 
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rich  -in  C1-,  only  slightly  less  so  in  HCO,",  and 
containing  no  K+.   The  Ma+  contained  was  fiypoosmot.c 
and  insufficient  to  neutralize  anions,  creating  a 
disequilibrium  in  terms  of  anion-cation  concentra- 
tion  The  concentration  of  bicarbonates  was  un- 
changed.  A  considerable  weight  of  evidence 
suggested  that  the  electrolyte  was  not  a  secretion 
resulting  from  i nsul in- i nduced  stimulation  of 
the  cells  of  the  biliary  pathways,  but  a  stimula- 
tion-induced alteration  of  the  compos , t ion  of 
normal  bile  produced  by  the  hepatocytes.   The 
phenomenon  peaked  between  30-90  minutes  ^fter 
injection,  continued  to  be  evidenced  for  approx 
mately  3-5  hours.   It  appeared  to  be  independent 
of  the  hypoglycemic  activity  of  insulin  and  was 
definitely  not  mediated  by  the  vagus. 
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LIVER  UPTAKE  AND  CONJUGATION  OF  I'^C- 
BILIRUBIN  IN  HEALTHY  HUMANS,  FOLLOWING 

HIGH-DOSAGE,  FOUR-HOUR  LOADING  WITH  BILIRUBIN. 

(Ger.)   Schmidt.  H.  (GSF  Inst.  Hematol   Munich 

Germany)  and  W.  Stich.  Klin.    Wochensahr.    '^9(21). 

1183-118'*.  1971. 

For  i.  hr  after  i.v.  injection  of  l^C-bi  1  i  rubi  n , 
healthy  subjects  received  continuous  'j^-  ;"J"%°" 
of  unconjugated  bilirubin  at  dose  levels  of  62.5, 
312  5  or  625  mg/hr.   A  significant  increase  ot 
serum  levels  of  unconjugated  bilirubin  P  ateaued 
at  maximal  values  after  120  mm.  at  the  2  lower 
dose  levels,  after  1 80  mi n.  at  the  highest  dose 
level,  with  no  conjugated  bilirubin  demonstrable 
and  no  significant  change  occurring  thereafter 
The  mean  of  the  first  half-time  for  hepatic  uptake 
and  conjugation  of  the  radioactive  bilirubin 
Showed  a  slight,  but  statisticaly  significant 
increase,  as  compared  to  controls,  with  no 
sign!fic;nt  difference  between  the  3  experimental 
qroups.   The  mean  of  the  second  half-time  was_ 
Significantly  decreased  among  subjects  receiving 
the  middle  dose  of  infused  bilirubin.   It  was 
decreased,  but  not  at  a  level  of  statist . cal 
significance,  among  those  receiving  the  lowest 
and  highest  doses. 
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activity  was  absent  and  no  differences  were 
noted  in  smooth  endoplasmic  reticulum  between  2 
PM  and  10  PM.   Electron  microscopy  of  rat  hepato- 
cytes thus  revealed  a  diurnal  variation  in  the 
relative  amounts  of  endoplasmic  reti cul urn  struc- 
tures and  regional  differences  in  their  distribu- 
tion within  the  hepatic  lobule. 


8716      CARBOHYDRATE  METABOLISM  OF  THE  ISOLATED 

PERFUSED  LIVER  OF  NORMAL  AND  GENETICALLY 
OBESE-HYPERGLYCAEMIC  (ob/ob)  MICE.   (E.) 
Elliott  J.  (Imperial  Coll.  Sci .  Technol . , 
London),  0.  A.  Hems  and  A.  Belof f-Chai n.  Bzochem. 
J.    125(3) -.773-780.  1971. 

In  the  isolated  perfused  mouse  liver  the  rates 
of  qluconeoqenesis  were  1-3  times  as  fast  as  that 
obtained  with  liver  slices  from  male  mice, 
particularly  with  lactate  and  pyruvate  as  sub- 
strates. The  formation  of  an  excess  of  glucose 
from  glycogen  by  isolated  liver  from  ob/ob  mice 
presumably" contributes  to  the  maintenance  of 
their  hyperglycemia,  especially  as  the  liver  is 
enlarged  in  these  mice.   The  capacity  for  glycogen 
svnthesis  from  glucose  was  enhanced  in  liver 
Trom  obese  mice'starved  2k   hr.  /he  capacity  for 
gluconeoqenesis  from  a  number  of  labeled  sub 
strates  (lactate,  alanine,  acetate)  was  not 
a  tered  In  liver;  from  fed  or  starved  obese  mice 
as  compared  to  controls.   The  1 i ver  contr i butes 
to  the  hyperglycemia  of  the  obese  mice  by  in- 
creased  q^ycogenolys i s  and  the  liver  g  ycogen  is 
maintained  by  synthesis  from  dietary  glucose. 


DIURNAL  RHYTHM  IN  ENDOPLASMIC  RETICULUM 
OF  RAT  LIVER:   ELECTRON  MICROSCOPIC 
STUDY    (E.)   Chedid,  A.  and  V.  Nair  (Chicago 
mS  Sch!.  111.).  Science    1 75  C^Ol 8) : 176-1 80 . 
1972. 

Diurnal  changes  in  smooth  and  rough  endoplasmic 
reticulum  structures  were  compared  with  the  diurnal 
changes  in  the  hepatic  microsomal  enzyme  hexo- 
barbital  oxidase.   In  normal  animals  there  was  a 
centroportal  gradient  in  the  distribution  of 
smooth  endoplasmic  reticulum,  being  greater  in 
the  pericentral  and  midzonal  areas  than  in  the 
periportal  zones.   Hexobarbi tal  oxidase  act i viy 
was  higher  and  smooth  endoplasmic  reticulum  was 
.ore  abundant  at  10  PM  than  at  2  PM.   Roug 
endoplasmic  reticulum  showed  less  variability 
both  in  distribution  and  diurnal  changes.   in 
blinded  rats,  the  diurnal  variation  in  enzyme 


8217 
(E.) 


REBOUND  HYPERPLASIA  OF  REGENERATING 
LIVER  AFTER  CESSATION  OF  AZATHIOPRINE. 
van  Vroonhoven.  T.  J.  (Massachusetts  Gen. 

Hosp.,  Boston)  and  R.  A.  Malt.  Surg.    Forum 

22:339-3'*0,  1971. 

Hepatectomy  (68«  was  performed  on  P^;;;-;^^^  ^^^  ) 
that  were  treated  with  azathioprine  (30  mg/kg/day) 
or  vehicle  alone  for  5  days  beginning  the  even, ng 
before  operation.   The  livers  regained  82/o  of 
their  calculated  original  weight  8  days  after 
hepatectomy  and  the  protein  ^°"^^"^^^7^^' ""^^ 
constant  in  both  azathiopr i ne-treated  and  un 
treated  rats.   The  DNA/g  liver  was  decreased  274 

n  the  treated  rats,  but  it  'creased  marked  y 
after  azathioprine  was  stopped   After  J  days 
the  DNA  specific  activity  of  the  treated  rats 
was  twice  that  of  the  untreated  ones   RNA  con 
tent  decreased  about  ^0%    in  h   days  after 
azathioprine  was  stopped  in  both  groups. 

8218      CHANGES  IN  BILE  COMPOSITION  AFTER 

TRUNCAL  VAGOTOMY.   (E.)   Machleder 
H   I.  (Stanford  Med.  Sch.,  Palo  Alto,  Calif.). 
Surg.   Forum   22:376-378,  1971. 

Chronic  partial  biliary  f' ^tulas ,  draining  2 
lobes  of  the  liver,  were  created  in  8  dogs. 
After  12  days,  when  the  dogs  had  recovered,  3 
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successive  Z^t-hr  samples  of  bile  were  collected 
and  analyzed  for  cholesterol,  bilirubin,  electro- 
lytes, osmolality  and  volume.   Bile  salt  concen- 
trations were  calculated.   A  transthoracic 
truncal  vagotomy  was  then  performed  on  each  dog. 
After  another  12  days,  the  sampling  procedure  was 
repeated.   Bilirubin  concentration  was  elevated 
in  6  dogs,  and  reduced  in  2.   Osmolality  was 
increased  in  6  dogs,  unchanged  in  1  and  decreased 
in  1.   Cholesterol  was  increased  in  7  dogs  and 
decreased  in  1.   There  was  a  decrease  in  tauro- 
cholate  concentration  in  7  dogs  and  an  increase 
in  1. 


8219      THE  EFFECTS  OF  SURGERY  ON  BILE  SECRETION 

AND  COMPOSITION.   (E.)   Herman,  A.  H. 
(Boston  U.  Med.  Ctr. ,  Mass.),  R.  N.  Redinger, 
D.  M.  Small  and  R.  H.  Egdahl.  Surg.    Forum   22: 
378-380,  1971. 

Adult  Rhesus  monkeys  with  total  biliary  fistulas, 
or  with  intact  enterohepat ic  circulation  were 
studied.   In  the  first  7  postoperative  days,  the 
mean  bile  flow  and  bile  salt  secretion  in  the 
animals  with  total  bile  fistulas  was  only  25^  of 
the  control  values  obtained  after  recovery. 
Phospholipid  and  cholesterol  were  also  depressed. 
When  the  enterohepat ic  circulation  was  restored  I 
week  after  operation,  the  bile  flow  and  secretion 
of  lipids  increased,  but  only  to  half  the  control 
values.   At  least  3  weeks  were  required  to  re- 
store normal  values.   The  results  indicate  that 
surgery  alone  has  a  repressive  effect  on  bile 
secretion  and  composition,  and  that  previous  stu- 
dies of  bile  secretion  and  composition  need  re- 
evaluation. 


8220      EXCRETION  IN  DOG  BILE  OF  GLUCOSE  AND 
XYLOSE  CONJUGATES  OF  BILIRUBIN.   (E.) 
Fevery,  J.  (U.  Leuven  Rega  Inst.,  Belgium),  G.  P. 
Van  Hees,  P.  Leroy,  F.  Compernolle  and  K.  P.  M. 
Heirwegh.  Bioahem.    J.    1 25  (3) : 8O3-8IO  ,  1971. 

By  thin-layer  chromatography  the  azopigment 
patterns  derived  from  dog  bile  were  similar  in 
complexity  to  those  found  with  human  post-obstruc- 
tive bile;  however,  the  quantitative  differences 
were  quite  marked.   Azopigment  material  from 
canine  gallbladder  bile  contained  101  azopigment 
alpha2  and  30^  azopigment  alpha3.   Sugar  moieties 
were  identified  by  thin-layer  chromatography 
with  acidic,  neutral  and  basic  solvent  systems 
and  by  anion  exchange  column  chromatography  of 
their  boric  acid  complexes.   Ammonia  vapor 
treatment  of  purified  azopigments  led  to  azo- 
bilirubin  amide  formation,  indicating  that  both 
pigments  are  ester  glycosides.   Emulsin  (source 
of  beta-glucosidase  activity)  and  Mylase-P 
(source  of  beta-glucosidase  and  beta-xylos idase 
activities)  enzyme  studies  demonstrated  the  beta- 
D  configuration.   Compared  with  the  accepted 
conjugation  with  glucuronic  acid  as  a  major 
route  of  detoxication  in  mammals,  the  detection 
of  large  amounts  of  xylose  and  glucose  conjugates 


of  bilirubin  in  dog  bile  suggest  that  the  under- 
lying biosynthetic  pathways  may  be  important 
alternative  routes  of  detoxication. 


8221      MASS-SPECTROMETRIC  STRUCTURE  ELUCIDATION 

OF  DOG  BILE  AZOPIGMENTS  AS  THE  ACYL 
GLYCOSIDES  OF  GLUCOPYRANOSE  AND  XYLOPYRANOSE. 
(E.)   Compernolle,  F.  (U.  Leuven  Rega  Inst., 
Belgium),  G.  P.  Van  Hees,  J.  Fevery  and  K.  P.  M. 
Heirwegh.  Bioahem.    J.    125(3) :8l 1 -81 3,  I97I. 

Alpha2-  and  alpha?-  azopigments,  prepared  by 
diazotization  of  dog  bile  with  ethyl  anthrani late , 
were  shown  by  mass  spectrometry  to  correspond 
structurally  to  azobilirubin  beta-D-xy lopyranos ide 
and  azobilirubin  beta-D-gl ucopyranos ide  ,  resp. 
Molecular  ions  in  the  mass  spectra  of  the  tri- 
methylsilyl  and  acetyl  derivatives  of  the  azo- 
pigments indicated  the  presence  of  a  pentose- 
and  a  hexose-conjugat ing  sugar.   Ester  functions 
linking  sugars  to  the  propionic  acid  side  chain 
of  azobilirubin  were  demonstrated  by  ammonolysis 
and  the  amide  of  azobilirubin  was  identified  as 
the  aglycone  derivative.   The  sugar  moieties  were 
xylopyranose  (alpha3)  and  gl  ucopyranose  (alpha-,) 
and  they  were  bound  at  C-1.   The  sugar  hydroxy! 
groups  were  acetylated  and  the  1-acyl  aglycone 
removed  selectively  by  treatment  with  hydrogen 
bromide  in  acetic  acid.   Hydrolysis  of  the  1- 
bromo-sugar  acetates  followed  by  acetylation 
afforded  the  alpha-  and  beta-xy lopyranose  tetra- 
acetates and  alpha-  and  beta-gl ucopyranone  penta- 
acetates;  identified  by  mass  spectrometry. 


8222      THE  STABILITY  OF  RAT  LIVER  RIBONUCLEIC 

ACID  IN  VIVO  AFTER  METHYLATION  WITH 
METHYL  METHANESULPHONATE  OR  D IMETHYLN ITROSAM INE. 
(E.)   McEIhone,  M.  J.  (Christie  Hosp.,  Manchester, 
England),  P.  J.  O'Connor  and  A.  W.  Craig.  Bioahem. 
J.    125(3):821-827,  1971. 

RNA  was  isolated  from  rat  liver  at  selected  times 
after  the  i.p.  injection  of  either  [^'^C]  methyl 
methanesulfonate  or  [^'*C]  d  imethy  1  ni  trosamine  . 
The  methylation  of  guanine  at  k   hr  in  rat  liver 
RNA  was  0.0471  after  treatment  with  methyl 
methanesulfonate;  the  alkylation  process  was 
over  58^  complete  in  the  first  15  min  after  in- 
jection.  Over  a  7-day  period,  the  7-methylguan i ne 
component  of  the  combined  rRNA  +  tRNA  was  lost, 
with  a  decay  half-life  of  3.1  days.   In  rRNA  the 
extent  of  alkylation  at  k   hr  was  O.O3OI  of  the 
guanine  and  the  decay  half-life  for  7-methy Iguanine 
over  the  1  ^t  days  was  3.5  days.   The  half-life  for 
the  decay  of  7-methy 1 guan i ne  was  shorter  than  the 
reported  biologic  turnover  time  of  rat  liver  RNA 
species.   Although  dimethyl n i trosami ne  is  a 
potent  liver  carcinogen,  and  methyl  methanesulfonate 
is  not,  the  rate  of  disappearance  of  7-methyl- 
guanine  from  RNA  was  similar  for  both  compounds. 
A  half-life  of  5  days  was  obtained  for  rRNA 
using  (^H)  orotic  acid  and  this  was  not  affected 
by  injecting  animals  with  unlabel  led  methyl 
methanesulfonate  at  the  same  dosage  of  50  mg/kg 
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used  in  the  studies  of  RNA  methy iat ion .   Re- 
utilization  of  labeled  RNA  degradation  products 
results  in  an  overestimat ion  of  the  biological 
half-life  for  rRNA.   Nontoxic  doses  of  methylating 
agents  such  as  methyl  methanesul fonate  and 
dimethylnitrosamine  may  prove  to  be  a  more 
effective  way  of  accurately  estimating  the  biologic 
turnover  of  RNA  species. 


8223 


GLUCAGON  AFFINITY  ABSORBENTS:   SELECTIVE 
BINDING  OF  RECEPTORS  OF  LIVER  CELL 

MEMBRANES.   (E.)   Krug,  F.  (Johns  Hopkins  U.  Sch. 

Med.,  Baltimore,  Md.),  B.  Desbuquois  and  P. 

Cuatrecasas.  Nature    [New  Biol.]    (Lond.)   23'«(52): 

268-270,  1971. 

Various  glucagon-agarose  derivatives  were  tested 
for  their  ability  to  activate  adenyl  cyclase  of 
liver  membranes  in  vitro,  and  in  column  chromato- 
graphic experiments,  to  absorb  membrane  material 
with  capacity  to  bind  125 , .g, ^cagon  specifically. 
Derivatives  obtained  by  interposing  a  hydrocarbon 
extension  between  the  agarose  backbone  and  the 
glucagon  molecule  are  biologically  active  and  can 
be  used  to  specifically  retain  liver  membranes. 
Adsorption  specificity  was  demonstrated  by  the 
lack  of  binding  to  columns  containing  unsubst 1 tuted 
agarose,  and  by  diminished  effectiveness  of  the 
glucagon  gel  after  digestion  with  pronase.   The 
nature  of  the  competition  between  native  and    I- 
glucagon  for  binding  to  membranes  chromatographed 
on  glucagon-agarose  columns  substantiates  the 
loss  of  binding  structures  as  well  as  the  absence 
of  free,  noncovalent ly  bound  glucagon  in  the 
chromatographed  samples.   About  60°4  of  glucagon- 
stimulated  and  fluoride-stimulated  adenyl  cyclase 
activity  of  liver  membranes  is  lost  after 
chromatography  on  a  glucagon-agarose  column. 
Since  adenyl  cyclase  activity  recovery  is  always 
higher  than  gl ucagon-bi ndi ng  activity  recovery, 
at  least  some  glucagon  receptor  structures  of 
liver  membranes  may  not  be  functionally  coupled 
to  activation  of  this  enzyme  system. 


822'»      SPECTROPHOTOMETRIC  DETERMINATION  OF 

NEUTRAL  FATS  IN  THE  HUMAN  LIVER. 
RELATIONSHIP  BETWEEN  NEUTRAL  FAT  CONTENT  AND  THE 
BINDING  OF  SUDAN  IV.   (Ger.)   Reif,  W.  (Senckenberg 
Pathol.  Inst.,  Frankfurt  am  Main,  Germany  and  P. 
Grunewald.  Acta  Histoahem.    rj-enaJ  '♦Ul ):  1  4/"  I  i>o. 
1971. 

In  specimens  of  human  liver  tissue  derived  by 
autopsy,  a  statistically-reliable,  1 i near  correla- 
tion was  demonstrable  between  the  chemically- 
determined  triglyceride  concentration  per  unit 
of  dry  tissue  weight  and  the  amount  of  Sudan  lU 
which  was  bound  per  unit  of  moist  tissue  weight 
by  adsorption  from  a  saturated  solution  of  pro- 
pyleneglycol  during  an  incubation  period  of  90 
min.   However,  the  correlation  between  these  2 
variables,  both  per  unit  of  moist  tissue  weight, 
was  nonlinear.   In  specimens  with  relatively^ 
low  neutral  fat  concentrations,  a  second  period 


of  rapid  uptake  of  the  dye  was  demonstrable, 
after  an  apparent  saturation  point  had  been 
reached  at  the  end  of  approximately  I8O  min.   No 
explanation  was  found  for  this  phenomenon,  which 
did  not  occur  in  specimens  with  relatively  high 
concentrations.   As  the  size  of  the  neutral  fat 
droplets  increased,  their  ability  to  bind  Sudan 
IV  was  significantly  decreased. 

8225      INTRACELLULAR  POTASSIUM  CONCENTRATION 

DURING  AMMONIA  INTOXICATION.   (E.) 
Albano,  0.  (U.  Bari  Sch.  Med.  Surg.,  Italy)  and 
A.  Francavilla.  GastroenteroZog'i/  61  (6) -.893-897 , 

1971. 

The  effect  of  experimental  ammonia  intoxication 
on  the  potassium  concentration  in  the  RBC  of 
rats  was  studied.   Increasing  the  concentration 
of  NH1,C1  by  i.p.  injection  caused  a  progressive 
decrease  in  the  rate  of  K+  influx  into  RBC.   Ten 
min  after  the  i.p.  injection  of  ammonium  acetate, 
the  concentration  of  ammonia  in  the  plasma  in- 
creased from  0.1  mM  to  2.5  mM ,  the  intracellular 
concentration  of  ammonia  being  3  times  higher 
than  that  in  the  plasma.   While  no  significant 
difference  was  observed  between  intoxicated  and 
control  rats  regarding  the  intra-RBC  Na+  content, 
the  intracellular  content  of  K+  in  RBC  of  the 
intoxicated  animals  was  significantly  reduced. 
The  intoxication  occurred  in  3  steps:   the  in- 
duction phase  which  lasted  about  8  min  from  the 
time  of  ammonia  injection;  onset  of  coma  between 
8  and  10  min;  and  a  regression  phase  from  2*4-60 
min.   RBC  ATPase  activity  was  similar  in  normal 
and  intoxicated  rats. 

8226      LIVER  DAMAGE  BY  PROTRACTED  ETHANOL 
UPTAKE  AND  ITS  REVERSIBILITY.   (E.) 
Turchetto,  E.  (U.  Bologna  Inst.  Biol.  Chem. , 
Italv)   L.  Cabrini,  M.  P.  Costantino  Lupi  and  E. 
Formiggini.  Bxper^ent^a  27  (10)  :  1 I67-I I68,  1971. 

The  effects  of  the  administration  of  various 
levels  of  alcohol  (10  and  20%)    to  rats  in  their 
drinking  water  for  15  days  on  total  hepatic 
lipids  and  phospholipids  was  studied.   On  the 
sixteenth  day  total  phospholipids  were  significantly 
increased  in  rats  receiving  either  lO/o  and  20% 
alcohol,  when  compared  to  controls  receiving  only 
water,  and  rats  receiving  sucrose  in  isocaloric 
amounts.   Lysoleci thi n,  sphingomyelin,  phos- 
phatidylcholine, phosphatidylethanolamine,_  _ 
phosphatidyl  inositol,  serine,  and  cardiolipin 
were  greatly  increased  by  the  sixteenth  day  in 
both  groups  receiving  alcohol.   On  the  thirtieth 
day  (15  days  after  stopping  the  alcohol  administra- 
tion)  the  amounts  of  total  lipids  and  phospho- 
lipids were  back  to  normal  in  the  group  receiving 
101  alcohol  in  water,  whereas  in  the  rats  re- 
ceiving 20°^  alcohol  a  decrease  of  liver  lipids 
is  evident,  but  not  near  the  normal  values; 
phospholipids  approached  normal  levels  to  a  very 
limited  extent.   Thus,  the  biochemical  damage 
induced  by  ethanol  in  liver  phospholipids  may  be 
more  severe  than  the  accumulation  of  neutral  tats. 
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8227      CHANGES  IN  MICROSOMAL  LIPIDS  OF  RAT 

LIVER  AFTER  CHRONIC  CARBON  TETRACHLORIDE 
INTOXICATION.   (E.)   Comport!,  M.  (U.  Pisa  Inst. 
Gen.  Pathol.,  Italy),  G.  Landucci  and  F.  Raja 
Experientia   27  (10) : 1 155-1 156 ,  1971. 

Rat  liver  microsomal  lipids  were  analyzed  by  gas- 
liquid  chromatography  after  chronic  CCli^  treat- 
ment to  determine  if  acute  and  chronic  CCl/,-in- 
duced  fatty  liver  shared  a  common  origin.   Livers 
from  CClZj-treated  rats  were  markedly  enlarged, 
and  histological  examination  revealed  a  severe 
cirrhosis  and  a  massive  fatty  infiltration.   Hepatic 
triglyceride  concentration  was  markedly  enhanced 
in  the  CCl/^-treated  group  (68.13  vs.  13. 80  mg/g 
liver  in  control  rats).   While  a  clear  decrease 
in  stearic,  arachidonic  and  docosahexaenoi c  acids 
was  observed,  palmitic,  palmitoleic  and  oleic 
acids  were  increased.   Phospholipids  of  microsomes 
equivalent  to  1  g  liver  were  found  to  contain 
smaller  amounts  of  stearic,  linoleic,  arachidonic 
and  docosahexaenoi c  acids  in  the  rats  chronically 
treated  with  CCI4  as  compared  to  the  controls. 
Liver  microsomal  lipids  of  treated  rats  exhibited 
typical  diene  conjugation  absorption  of  peroxidized 
lipids.   Thus,  peroxidative  decomposition  of 
lipids  of  the  endoplasmic  reticulum  appears  to 
persist  after  a  prolonged  treatment  of  CCl;^. 


8228      EFFECT  OF  CERIUM  ON  DRUG  METABOLIZING 

ACTIVITY  IN  RAT  LIVER.   (E.)   Arvela,  P 
(U.  Oulu  Dept.  Pharmacol.,  Finland)  and  N.  T. 
Karki.  Experientia  27  {]0)  ■.]]8S-]]30,    1971. 

Grossly  the  livers  of  rats  treated  with  cerium 
(2  mg/kg  i.v.)  showed  a  typical  pattern  of  fatty 
degeneration  by  the  first  day  after  injection, 
lllilio  studies  demonstrated  that  both  hexobarbital 
and  N-methylanil ine  metabolism  in  liver  had  al- 
ready decreased  significantly  on  the  first  day 
after  cerium  injection.   On  the  second  day  these 
metabolic  rates  declined  further,  and  the  lowest 
levels  were  reached  on  the  third  day  after  in- 
jection.  On  the  third  day,  the  cytochrome  P-^50 
content  of  the  liver  had  fallen  to  53%  of  the 
control  level.   Both  enzyme  activities  had  com- 
pletely normalized  within  16  days.   The  fate  of 
blood  glucose  was  similar  to  that  of  the  enzyme 
activities.   On  the  second  day  after  cerium  in- 
jection, there  was  a  sudden  252%  increase  in  the 
plasmafree  fatty  acid  level  which  subsided  on 
the  third  day  and  remained  at  the  control  level 
throughout  the  observation  period.   No  significant 
changes  were  observed  in  the  mean  hepatic  protein 
content  of  the  cerium-treated  rats. 


8229      PANTOTHENIC  ACID  DISTRIBUTION  AND  PROTEIN 

SYNTHESIS  IN  THE  PARTICULATE  FRACTIONS 
OF  RAT  LIVER.   (E.)   Sh i nde ,  V.  P.  (Haffkine  Inst.. 

^77in(',l2f'fL^"'^  ^-    °-    Ambegaokar.  Experientia 
27(10) : 1 164-1 165,  1971, 

Rats  received  pantothenic  acid  supplements  in  the 
diet  (20  mg/kg  diet).   The  addition  of  calcium 


pantothenate  to  the  diet  resulted  in  a  significant 
elevation  of  liver  protein  content  over  that  in 
rats  fed  a  pantothenate-def i cient  diet.   The 
percent  distribution  of  pantothenic  acid  was 
higher  in  the  supernatant  fraction  than  in 
nuclear  and  mitochondrial  fractions  in  both  the 
deficient  and  experimental  groups.   The  supplementa- 
tion of  calcium  pantothenate  resulted  in  an 
increase  in  the  pantothenic  acid  concentration 
in  the  supernatant  fraction  of  liver  from  kjt 
(deficient  rat)  to  7U  (experimental  mate)  of 
the  total  pantothenic  acid  content  of  the  liver. 
Thus,  the  function  of  this  vitamin  appears  con-* 
fined  more  to  the  supernatant  fraction  of  the 
liver  than  to  the  nuclear  and  mitochondrial 
fractions. 


8230      THE  FATE  OF  PENTAGASTR I N.   (E.)   Stagg, 
B.  H.,  J.  M.  Temper  ley  and  J.  H.  Wyll ie 
(Univ.  Coll.  Hosp.  Med.  Sch.,  London).  Gut 
12(lO):825-829,  1971. 

The  fate  of  pentagastrin  in  the  liver  was  studied 
in  dogs  by  infusing  unlabeled  and  labeled  penta- 
gastrin at  30  mg/kg/hr  for  30  min  and  analyzing 
plasma  samples.   The  experiments  with  unlabeled 
pentagastrin  revealed  that  pentagastrin  was  in- 
activated by  the  dog  liver  in  vivo,  while  those 
with  the  labeled  compound  proved  that  this  in- 
activation  was  the  result  of  both  excretion  and 
metabolism  of  the  drug.   It  was  possible  to 
account  for  73-1061  of  the  administered  isotope 
by  considering  radioactivity  excreted  in  bile 
and  urine  during  the  experiment  and  that  remaining 
in  the  liver  and  extracellular  fluid  at  the  end. 
Pentagastrin  was  excreted  by  the  liver  into  the 
bile  predominantly  in  the  inactivated  form. 
Thus,  the  liver  is  seemingly  the  major  site  of 
pentagastrin  metabolism  in  the  dog.   In  2  human 
volunteers,  biologically  active  pentagastrin  was 
excreted  by  the  human  liver  following  a  s.c. 
injection  of  the  drug,  indicating  a  fate  similar 
to  that  in  the  dog. 


8231      METABOLISM  IN  VITRO  OF  4-1'^C-TESTOSTERONE 

BY  HEPATIC  MICROSOMAL  AND  SOLUBLE 
FRACTIONS  OF  CARBON  TETRACHLORIDE  AND  ETHIONINE 
INJURED  RATS.   (E.)   Ota,  M.  (iwate  Med.  Coll., 
Japan),  N.  Sato  and  K.  Obara.  Endocrinol.    Jew'. 
18(3):227-23'J,  1971. 

The  overall  metabol ism  in  vitro  of  testosterone 
in  the  rat  liver  under  normal  conditions  and 
with  carbon  tetrachloride  (CCl/,)  or  ethionine 
injury  revealed  that  the  hydroxylat ion  of  testo- 
sterone was  impaired  by  CCI4  injury,  but  not 
significantly  reduced  by  the  ethionine  injury. 
High  amounts  of  unmetabol ized  testosterone  were 
found  in  both  types  of  injury,  with  the  ethionine- 
injured  liver  having  a  slightly  higher  amount. 
Small  amounts  of  hydroxy  testosterone  and  significant 
reductions  in  the  normal  metabolites,  5S- 
androstane-3a  and  176-  diol,  were  noted  in  the 
microsome  fraction  of  the  CCl /^- injured  liver. 
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The  lack  of  these  end  products  indicates  the 
impairment  of  A^-56-hydrogenase.   There_was_no 
impairment  of  this  enzyme  in  the  eth ion i ne- in- 
jured liver  cells.   This  reaction  was  dependent 
on  NADPH.   Serum  studies  of  the  rats  revealed 
marked  SGPT  levels  for  CCU  injury  and  slight 
elevation  for  ethionine  injury;  LDH  was  slightly 
elevated  in  both  injuries;  thymol  turbidity  was 
normal.   Histological  study  revealed  the  presence 
of  Sudan  III-  positive  materials  and  Kupffer  ce 
mobilization  and  infiltration  in  the  i nj ured _ eel  1 s . 
Cytochrome  P-^^SO  was  decreased  in  both  injuries 
with  a  greater  decrease  noted  in  ethionine  injury. 


jnts  sufficient  to  double  or^ 

ty  resulted  in  only  slight 


8232 


A  TECHNIC  FOR  REPEATED  BILE  COLLECTIONS 
FROM  AN  INTACT  ENTEROHEPAT I C  CIRCULATION. 

(E   )      DenBesten,  L.  (U.  Iowa  Hosps.,  Iowa  City). 

S'ol    Soc     Exp.    Biol.   Med.    1 38  (1 ): 208-209 ,  1971. 

A  canine  preparation  which  allows  repeated  sampl i ng 
of  bile  from  an  intact  enterohepat i c  circulation 
through  a  duodenal  pouch  is  described   The 
duodenal  pouch  containing  the  intact  Sphincter  of 
Oddi,  drains  through  a  Gregory  cannula  into  the 
duodenum  opposite  a  Thomas  cannula  in  the  re- 
constituted duodenum  and  extends  through  the 
abdominal  wall.   During  experiments   the  screw 
caD  is  removed  from  the  Thomas  cannula  and  a 
balloon  catheter  is  placed  in  the  Gregory  cannula 
for  total  external ization  of  bile.   Asecond  small 
tube  can  be  placed  in  the  cork  occluding  the 
Thomas  cannula  to  return  the  bile  to  the  duodenum 
after  sampling.   The  preparation  was  tested  by 
placing  Gregory  cannulas  in  the  cecumand  ileum 
of  3  animals  at  the  time  of  construction  of  bile 
duct  pouches  and  monitoring  the  appearance  ot 
radioactivity  after  instilling  chol.c  acid  J^*-  C 
through  the  cecum.   Radioactivity  was  absent  from 
ileal  contents  throughout  the  collection  period 
in  all  animals  with  a  common  duct  pouch. 

82^3      TRYPTOPHAN  AVAILABILITY  AS  A  CONTROL 

OF  HEPATIC  PYRIDINE  NUCLEOTIDE  CONCEN- 
TRATION IN  MICE.   (E.)   Powanda  M.  C-  (US  Army 
Med.  Res.  Inst.  Infect.  Dis.,  Frederick,  Md.)  and 
R  W.  Wannemacher,  Jr.  Bioahim.    Btophys.    Acta 
252(2)  :239-2'*5,  1971. 

The  effects  of  single  i.p.  injections  of  varying 
amounts  of  tryptophan  alone,  and  in  combination 
with  various  agents  that  would  either  raise  or 
lower  the  level  of  oxygenase  activity,  on  hepatic 
tryptophan  oxidase  activity  add  NAD  concentration 
was  studied  in  mice.   Following  a  single  i.p. 
injection  of  tryptophan  (0-15  mg)  increases  were 
observed  in  the  hepatic  tryptophan  content, 
tryptophan  oxygenase  activity,  NAD^,  NADPH  and 
NADH  which  were  proportional  to  the  dose  or_ 
tryptophan.   Similar  results  were  observed  in 
adrenalectomized  mice.   Injections  of  high  doses 
of  tryptophan  (3OO-5OO  mg/kg)  were  followed  by 
significant  increases  in  the  NAD+/NADH  ratio 
after  2  5  hr.   Allopurinol  given  simultaneously 
with  15  mg  of  tryptophan  brought  about  a  39/o 


decrease  in  observable  enzyme  activity  at  0.5  hr 
without  markedly  affecting  the  NAD  level  attained 
at  2.5  hr.   Administration  of  D ,L-a-methy I - 
tryptophan  in  amc 

quadruple  enzyme  activity  _ 

increases  in  NAD  content.  Thus,  NAD  synthesis 
from  tryptophan  appears  to  be  regulated  by  sub- 
strate availability  ratherthan  by  variations  m 
tryptophan  oxygenase  activity. 

R9U      THE  ROLE  OF  THE  PLASMA  MEMBRANE  IN 

FATTY  ACID  UPTAKE  BY  RAT  LIVER  PARENCHYMAL 
CELLS    (E.)   Wright,  J.  D.  (U.  Liverpool  Dept. 
Biochem.,  England)  and  C.  Green.  Bioohem.    J. 
123(5)  :837-8'*'*,  1971. 

The  incorporation  of  (1^0  palmitic  acid  into 
isolated  rat  liver  parenchymal  ^el 1  suspens ions 
occurred  at  hO%   of  the  rate  obtained  with  liver 
slices.   After  2  min,  most  of  the  glyceride   C 
was  in  phosphatidylcholine  and  phosphat idylethanol- 
amine.  recovered  mainly  in  the  plasma  membrane 
fraction.   Between  5  min  and  2  hr,  however,  the 
(l'*C)  palmitic  acid  was  mainly  found  in  tri- 
glyceride, not  recoverable  in  the  plasma  membrane 
fraction.   Palmitic  acid  incorporation  into  both 
triglyceride  and  phosphatidylcholine  was  increased 
after  lysophosphatidylcholine  addition,  -maximally 
at  0.1  mM  concentrations.   After  (''c)  palmitic 
acid  injection,  in  vivo ,  radioactive  phosphatidyl- 
choline was  transiently  concentrated  in  the 
plasma  membrane  fraction,  with  a  ^P^^i f 1 c  rad  o- 
activity  30-fold  greater  than  that  of  the  whole 
tissue.  The  rapid  formation  of  phospho  ipids  U 
min)  in  the  plasma  membrane  is  apparently  by 
acylation  of  their  1 yso-deri vat i ves .   Transport 
of  fatty  acid  from  the  plasma  membrane  to  the 
cell  interior  may  involve  operation  of  a  Phos- 
phatidyl chol  i  ne/lysophosphatidyl  chol  1  ne-cycle  in 

the  membrane. 

p.7-zr,  "IN  VIVO"  MICROSCOPIC  STUDY  OF  THE 

RESPONSE  OF  THE  HEPATIC  MICROVASCULAR 
SYSTEM  TO  CARBON  TETRACHLORIDE  POISONING.   (E.) 
McCluqaqe  S.  G.,  Jr.  (Louisiana  State  U.  Med. 
Kr   New'orlean;)  and  R.  S.  McCuskey.  M^crovasc. 
Res.    3{k):35h-3(>0,    1971. 

The  effects  of  CClj^  on  the  hepatic  mi crovasculature 
and  parenchyma  was  studied  m  vivo  1 n  rats  to 
elucidate  further  the  events  that  antecede  cir 
rhosis   The  first  visible  effects  of  CCU  on  the 
microvasculature  were  observed  within  2  hr. 
During  the  first  2  days  the  endothelium  of  the 
sinusoids  became  thickened  and  WBC  adhered  to 
the  walls  of  the  sinusoids  in  the  centro  obular 
portions  of  the  lobules.   The  diffuse  sticking 
an  Aggregation  resulted  in  stasis  and  congestion 
of  the'sinusoids  and  led  to  a  r-duction  in  he 
linear  velocity  of  blood  flow  in  the  central 
venules  as  well  as  WBC  diapedesis.   Toward  the 
end  of  the  treatment  (2  weeks),  central  venules 
:  re  obscured  by  centrolobularnecrosis   e.orr  ge. 
and  moderate  fibrosis.   Following  the  alterations 
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in  the  microvasculature,  parenchymal  alterations 
consisting  of  fatty  changes,  hydropic  degeneration, 
and  finally  necrosis  were  observed. 


8236      HISTOCHEMICAL  STUDY  OF  A  FEW  ENZYMES  IN 

THE  LIVER  OF  COMMON  SQUIRREL,  Funambulus 
pennant!  POISONED  WITH  CARBON  TETRACHLORIDE.   (E.) 
Rana,  S.  V.  S.  (D.  A.  V.  Coll.  Dept,  Zool., 
Muzaffarnagar,  India)  and  V.  P.  Agrawal.  Acta 
Histoahem.     (Jena)    'fl  (l ):  125-1  30,  1971. 

Acute  intoxication  of  liver  of  the  common  squirrel, 
Funambulus  pennant  i  ,  with  CCl;^  resulted  in 
centrilobular  necrosis,  hydropic  degeneration  and 
cirrhosis.   Binucleate  cells  along  with  innumerable 
balloon  cells  developed,  and  some  hepatic  sinusoid 
cells  appeared  to  have  regenerated.   Alkaline 
phosphatase  and  5-nucleot idase  activities  in- 
creased in  the  intoxicated  liver,  while  no  eleva- 
tion of  lipase,  esterase  and  phosphamidase  was 
observed.   A  change  in  the  distribution  of  the 
different  enzymes  was  visualized.   Alkaline 
phosphatase  was  relocated  from  the  deeply  positive 
peripheral  zone  to  regenerated  hepatic  sinusoid 
cells  which  remained  unaffected  by  hydropic 
degeneration. 


8237      REGULATION  OF  6-AM I NOLEVUL I N IC  ACID 

SYNTHETASE  BY  DRUGS  AND  STEROIDS  IN  VIVO 

AND  IN  ISOLATED  PERFUSED  RAT  LIVER.   (E.)   BS'ck';^ 

K.  W.  (Univ.  Inst.  Toxicol.,  Tubingen,  Germany),' 
K.  Krauss  and  W.  Frahling.  Eur.    J.    Biochem.    23(2)- 
366-371,  1971. 

6-Aminolevul inic  acid  synthetase  induction  by 
drugs  depends  upon  the  nutritional  state  of  the 
animal.   The  enzyme  induction  was  reduced  in  fed 
as  compared  with  starved  rats  receiving  allyl- 
isopropylacetamide.   However,  after  phenobarbi tal 
treatment,  enzyme  induction  seen  in  starved 
animals,  was  not  observed  in  fed  rats.   Cytochrome 
P  USO   was  doubled  after  phenobarbi tal  treatment 
and  decreased  rapidly  after  al lyl isopropyl acetamide 
treatment  both  in  starved  and  fed  animals.   In  the 
isolated  liver  perfused  with  either  washed  bovine 
RBC  and  Eagle  minimal  essential  medium  or  with 
rat  blood,  6-ami nolevul inic  acid  synthetase  de- 
creased rapidly  from  the  steady  state  level  in 
v_iv£.  ^  Continuous  dexamethasone  ,  hydrocortisone 
or  etiocholanolone  administration  could  prevent 
the  above  decrease  in  enzyme  activity.   Ally! iso- 
propyl acetamide  could  not  significantly  induce 
6-aminolevul inic  acid  synthetase  unless  corticoids 
were  added  to  the  perfusion  medium,  suggesting 
that  heme  and,  consequently,  hemoprotein  synthesis 
is  controlled  by  corticoids  or  their  metabolites 
in  adul t  rat  1 iver. 


The  acute  effects  of  aflatoxin  (500  mg)  on  the 
activities  of  rat  liver  acid  deoxy ribonuclease 
(DNase)  ,  aryl sul fatases  A  and  B,  6-gl ucos idase 
and  B-galactosidase  was  studied  in  vivo  and  in 
vrt£o.   Three  hr  after  toxin  admini strat ion ,~The 
activity  of  most  of  the  enzymes  rose  significantly. 
DNase  reached  1681  of  the  control  level,  and 
arylsulfatases  A  and  B  and  6-gl ucuron idase,  lAl 
and  1211  resp.   At  12  and  2h   hr  the  enzyme  activi- 
ties continued  to  increase  reaching  maximal 
levels  at  48  hr.   The  changes  in  enzymatic 
activity  correlated  with  the  morphological  data, 
i.e.  an  increase  in  necrotic  changes  the  first  2 
days  after  aflatoxin  treatment  followed  by  a 
predominance  of  proliferative  processes.   Electron 
microscopic  studies  revealed  a  considerable  in- 
crease in  the  number  of  lysosomes  in  the  hepatic 
cells  of  rats  poisoned  with  aflatoxin.   Aflatoxin 
caused  solubilization  of  enzymes  at  hi   hr  after 
treatment,  a  2-3-fold  increase  of  soluble  lysosomal 
enzyme  activity  appearing  in  the  supernatant. 
Aflatoxin  had  a  labilizing  effect  on  lysosomal 
membranes,  causing  the  release  of  lysosomal  enzymes 
into  the  supernatant. 


8239      DEGRADATION  OF  THYROXINE  BY  THE  MICRO- 
SOMAL PARTICLES  FROM  RAT  LIVER.   I. 
CORRELATION  BETWEEN  THYROXINE  DEGRADATION  AND 
LIPID  PEROXIDES.   (E.)   Nakano,  M.  (Gunma  U.  Sch. 
Med.,  Maebashi,  Japan),  Y.  Tsutsumi  and  Y. 
Ushijima.  Biochem.    Biophys.   Aata   252 (2) : 335-337, 

The  preparation  of  microsomal  particles  from  rat 
livers  which  catalyze  thyroxine  deiodinat ion ,  and 
the  role  of  Fe^*  in  the  deiodination  system  are 
described.  The  microsomal  particles  possessed  a 
high  thyroxine  degrading  activity  in  the  presence 
of  added  Fe^"*"  or  ascorbate.   During  the  degrada- 
tion of  thyroxine,  a  considerable  amount  of  the 
material  which  reacts  with  2-th iobarbi turi c  acid 
to  give  a  colored  product  was  formed.   As  the 
concentration  of  ferrous  ion  in  the  medium  was 
increased  the  amount  of  2-thiobarbi tur ic  acid 
color  material  was  also  increased,  reaching  a 
maximum  at  7  x  10-'*  M  Fe  (NHi4)2  (S0i,)2.   Above 
this  maximum  the  formation  of  2-thiobarbi turic 
acid  color  material  was  inhibited.   Lipid 
peroxide  formation  was  correlated  with  thyroxine 
degradation  at  various  temperatures.  The  peak 
thyroxine  degradation  activity  was  at  pH  '♦.5  and 
6.5  in  acetate  buffer  and  sodium  phosphate  buffer, 
resp.   Degradation  was  not  inhibited  by  high 
concentrations  of  thyroxine,  and  reached  a 
maximum  at  relatively  low  concentrations.   Micro- 
somal proteins  may  work  with  unsaturated  fatty 
acids  present  in  the  particles  in  the  oxidation 
or  hydroxylation  of  the  6-phenyl  ring  of  thyroxine. 


8238      EFFECT  OF  AFLATOXIN  ON  RAT  LIVER 

LYSOSOMES.   (E.)   Pokrovsky,  A.  A. 
(Inst.  Nutr.,  Moscow),  L.  V.  Kravchenko  and  V,  A. 
Tutelyan.  Toxioon    10(l):25-30,  1972. 


82'»0      METABOLIC  PATHWAYS  OF  BILE  ACID 

SYNTHESIS.   (E.)   Elliott,  W.  H.  (St. 
Louis  U.  Sch.  Med.,  Mo.)  and  P.  M.  Hyde.  Am.    J. 
Med.    5l(5):568-579,  1971. 
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The  literature  is  reviewed  (1*40  references). 
With  species-specific  variations,  the  major  path- 
way  for  the  metabolism  and  excretion  of  cholesterol 
in  mammals  is  by  hepatic  formation  of  acidic 
steroids.   Man  synthesizes  only  2  primary  bile 
acids  (cholic  and  chenodeoxychol ic  acids)  and 
conjugates  each  with  either  taurine  or  glycine, 
forming  primary  bile  salts.   Rats  and  mice  pro- 
duce several  additional  bile  acids.   In  most 
species  it  appears  that  the  rate-limiting  step 
in  biosynthesis  of  bile  acids  is  the  7a-hydroxyl a- 
tion  of  cholesterol . 


increased  the  rate  of  fecal  excretion  of  Hand 
was  accompanied  by  lower  brain  levels  of  this 
compound  and  its  metabolites  than  in  controls. 
In  guinea  pigs,  p.o.  administration  of  cholestyramine 
before  s.c.  injection  of  h   and  10  mg/kg  of 
digitoxin  was  accompanied  by  survival  rates  of  70^ 
and  25^0,  resp.  ,  compared  with  301  and  0^  in  con- 
trols.  In  cholestyramine-pretreated  guinea  pigs, 
there  were  lower  hepatic  and  cardiac  levels  of 
3H-digitoxin  and  its  metabolites  at  90  mm  after 
injection.   No  significant  changes  in  serum  K 
levels  were  seen  with  administration  of  cholestyr- 
amine. 


82itl       INTERRUPTION  OF  ENTEROHEPAT  I  C  CIRCULA- 
TION OF  DIGITOXIN  BY  CHOLESTYRAMINE. 
II    EFFECT  ON  METABOLIC  DISPOSITION  OF  TRITIUM- 
LABELED  DIGITOXIN  AND  CARDIAC  SYSTOLIC  INTERVALS 
IN  MAN.   (E.)   Caldwell,  J.  H.  (Ohio  State  U. 
Coll.  Med.,  Columbus),  C  A.  Bush  and  N.  J. 
Greenberger.  J.    Clin.    Invest.    50(1  2)  :2638-26i*i» , 

1971. 

Normal  human  volunteers  received  maintenance  doses 
of  cholestyramine  (16  g/day  for  7  days)  beginning 
8  hr  after  digi tal ization  with  1.2  mg  of  _H- 
digitoxin.   Administration  of  cholestyramine 
caused  a  reduction  in  the  half-life  of  total    _ 
serum  radioactivity  from  11.5  to  6.6  days  and,  in 
that  fraction  extractable  with  chloroform,  from 
6  0  to  it. 5  days,  compared  with  controls.   Compared 
with  controls  not  receiving  cholestyramine,  but 
receiving  the  same  digital izing  dose,  the  chole- 
styramine-treated  subjects  showed  a  more  rapid 
return  to  normal  of  such  parameters  of  cardiac 
function  as  left  ventricular  ejection  time  and 
the  electromechanical  systole  (QSz) ,  measured 
as  the  interval  from  the  onset  of  the  Q-wave  of 
the  electrocardiogram  to  the  first  major  component 
of  the  second  heart  sound  on  the  phonocard logram. 
There  was  a  positive  correlation  of  0.61*  between 
the  aS2  values  and  levels  of  that  label  which 
could  be  extracted  with  chloroform.   The  administra- 
tion of  cholestyramine  blocks  the  reabsorption 
in  the  intestine  of  the  cardiac  glycoside  which 
is  excreted  in  the  bile,  thus  shortening  its 
effective  half-1 ife. 


821.2      INTERRUPTION  OF  THE  ENTEROHEPAT  IC 

CIRCULATION  OF  DIGITOXIN  BY  CHOLESTYRAMINE 
I    PROTECTION  AGAINST  LETHAL  DIGITOXIN  INTOXICA- 
TION   (E.)   Caldwell,  J.  H.  (Ohio  State  U.  Coll. 
Med.   Columbus)  and  N.  J.  Greenberger.  J.    Clzn. 
Invest.    50(12) :2626-2637,  1971. 

In  an  in  vitro  preparation  cholestyramine  was 
found  t^  bind  a  significant  percentage  of  H- 
digoxin  and  ^H-digitoxin  and  this  binding  was 
only  slightly  inhibited  by  the  addition  of  bi  e 
to  the  incubation  medium.   Intragastric  instilla- 
tion of  cholestyramine  in  rats  before  thes.c. 
injection  of  a  100°^  fatal  dose  of  digitoxin  (10 
mg/kg)  was  accompanied  by  a  mortality  rate  of  only 
301   Oral  administration  of  cholestyramine 
before  the  s.c.  injection  of  ^H-digitoxin 


82it3      PREVENTION  BY  CHLORAMPHENICOL  OF 
SUPPRESSED  HEPATIC  AZO  REDUCTASE 
ACTIVITY  DUE  TO  3' -METHYL-i^-D IMETHYLAM I NOAZOBENZENE. 
(E  )   Blunck,  J.  M.  (U.  Melbourne  Dept.  Pathol., 
Victoria,  Australia),  B.  J.  Lees  and  N.  P. 
Madsen.  Chem.    Biol.    Interaatzons   ^  (3)  ■■2]'3-l^^  , 
1971/72. 

Male  Sprague-Dawley  rats  were  pair-fed  diets 
containing  either  no  supplements  (controls);  2^ 
chloramphenicol  (CAP);  0.06°^  ^  ' -methyl -^t-dimethyl - 
aminoazobenzene  (3'-MeDAB);  or  2%   CAP  and  O.O6/0 
3'-MeDAB.   Rats  were  sacrificed  after  11  days. 
In  liver  homogenates,  administration  of  CAP  alone 
was  accompanied  by  a  significant  increase  in 
dimethylaminoazobenzene  (DAB)  reduction,  while 
administration  of  3 ' "MeDAB  alone  was  accompanied 
by  a  significant  decrease  in  DAB  reduction    _ 
When  both  agents  were  administered,  DAB  reduction 
was  maintained  at  control  levels.   Similar  re- 
sults were  seen  with  values  of  aminopyrine  N- 
demethylation  and  CAP  ni troreduct ion .   Results 
were  similar  when  expressed  as  either  micromoles 
of  DAB  cleaved/min/g  wet  liver  or  as  protein 
content  of  the  9000  times  gravity  supernatant. 
However,  when  results  were  expressed  as  micromoles 
of  DAB  cleaved/min/liver/100  g  body  weight   in 
addition  to  the  significant  decrease  in  DAB 
reduction  following  treatment  with  3  "MeDAB  and 
the  significant  increase  following  treatment  with 
CAP  DAB  reduction  in  the  livers  of  rats  receiving 
both  agents  was  significantly  increased  over 
that  in  controls.   It  is  concluded  that  these  2 
age  ts  exert  antagonistic  effects  on  both  reduc  ive 
and  oxidative  processes  in  the  9000  times  gravity 
.   supernatant  fraction  of  rat  liver. 

B2kk  BILIRUBIN  EXCRETION  IN  RATS  WITH  NORMAL 

AND  IMPAIRED  BILIRUBIN  CONJUGATION: 
EFFECT  OF  PHENOBARBITAL .   (E.)   Robinson,  S.  H. 
(Harvard  Med.  Sch.,  Boston,  ^ass  )  .  C  Yannon, 
and  S.  Nagasawa.  J.    Clin.    Invest.    50(1 2) :2606-261 3, 
1971. 

In  both  normal  and  heterozygous  Gunn  rats, 
administration  of  phenobarbi tal  caused  marked 
increases  in  the  activity  of  hepat 1 c  b ,  1  1  rub  1 n 
uridine  di phosphate-gl ucuronyl  transferase 
activity.  This  was  not  seen  in  homozygous  Gunn 


rats  who  lack  this  enzyme  activity. 


I  ncreased 
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in  vivo  excretion  of  bilirubin  was  seen  only  in 
the  heterozygous  Gunn  rats,  in  which  the  maximum 
capacity  to  excrete  bilirubin  into  bile  (Tn,a>^)  , 
and  the  activity  of  the  conjugating  enzyme  were 
50%  of  normal.   Administration  of  phenobarbi tal 
to  heterozygous  Gunn  rats  caused  a  2-fold  rise  in 
excretion  of  conjugated  bilirubin,  and  a  increase 
of  the  T    to  levels  seen  in  normal  rats.   In 
untreated  normal  and  heterozygous  Gunn  rats  in- 
fused with  unconjugated  bilirubin,  plasma  and 
urine  consistently  yielded  conjugated  bilirubin. 
There  was  also  found  to  be  a  direct  relationship 
between  the  T^ax  and  both  the  rate  of  bile  flow 
and  the  activity  of  the  conjugating  enzyme.   It 
is  concluded  that  the  unique  effect  of  phenobarbi tal 
in  the  heterozygous  Gunn  rat  is  mediated  mainly 
by  an  increase  in  the  limited  capacity  for  con- 
jugation of  bilirubin,  with  a  concomitant  increase 
in  the  functional  secretory  capacity. 


82A5    BROMOBENZENE- INDUCED  HEPATIC  NECROSIS: 

SPECIES  DIFFERENCES  AND  PROTECTION  BY  SKF 
525-A.   (E.)   Mitchell,  J.  R.  (NIH,  Bethesda,  Md.), 
W.  D.  Reid,  B.  Christie,  J.  Moskowitz,  G.  Krishna 
and  B.  B.  Brodie.  Res.    Comrnun.    Chem.    Pathol. 
Pharmaaol.    2 (6) : 877-888,  I971. 

Bromobenzene  (l  ml/kg)  caused  extensive  necrosis 
in  centrilobular  areas  of  the  liver  in  rats  and 
mice  and  mi nimal -to-moderate  necrosis  in  rabbits 
and  hamsters.   However,  even  the  highest  dose  of 
bromobenzene  (1.5  ml/kg,  i.p.)  failed  to  produce 
hepatic  lesions  in  the  hen,  toad,  frog  or  neonatal 
rat.   When  the  various  species  were  arranged 
according  to  their  ability  to  metabolize  bromo- 
benzene (reflected  by  plasma  and  liver  levels),  a 
distinct  separation  into  2  groups  of  fast  and 
slow  metabolizers  was  noted.   All  species  demon- 
strating necrosis  were  fast  metabolizers,  while 
those  resistant  to  necrosis  were  slow  metabolizers. 
SKF  525-A  (6-diethylaminoethyl  d iphenyl propyl 
acetate)  given  to  rats  concomitantly  with  the 
hepatotoxic  hydrocarbons  protected  against  liver 
damage  induced  by  bromobenzene  and  iodobenzene, 
and  blocked  the  metabolism  of  bromobenzene. 
Bromobenzene  itself  does  not  produce  cellular 
damage;  a  chemically  reactive  metabolite,  perhaps 
bromobenzene  epoxide,  could  be  the  toxic  agent. 

S2l^6  EFFECT  OF  HYPOXIA  ON  BILIARY  SECRETION 

WITH  PRESERVATION  OF  THE  ENTEROHEPATI C 
CIRCULATION.   (E.)   Kakumoto,  Y.  (Massachusetts 
Gen.  Hosp.,  Boston),  R.  C.  Gardner,  K.  J. 
Isselbacher  and  R.  A.  Malt.  Surg.    Forum   22:it7-'48, 

Bile  from  fasting  rats  was  collected  and  returned 
through  a  duodenostomy  tube  every  30  min,  as  the 
animals  were  exposed  to  normal  room  air  for  2-3 
hr,  followed  by  exposure  to  101  02:901  Hj    for  2 
hr.   Low  O2  exposure  increased  arterial  PO2, 
PCO2,  lactate  and  pH,  however,  no  change  in  bile 
flow  was  noted  and  only  slight  decreases  in 
blood  pressure  were  observed.   When  rats  were 


exposed  to  7.5%  02:92.5%  N2,  significant  blood 
pressure  decreases  and  lower  rates  of  bile  secre- 
tion were  observed.   Results  suggest  that  bile 
flow  is  not  altered  by  hypoxia  alone,  but  rather 
by  hypoxia-induced  hypotension. 


82'47      THE  LIVER  AS  A  LYMPHOCYTE  ANTIGEN 

MODIFIER.   (E.)   Edelstone,  D.  I.  (City 
of  Hope  Natl.  Med.  Ctr.  ,  Duarte,  Calif.),  R.  H. 
Yonemoto  and  R.  Ha rg reaves.  Sura.    Forum   22- 
280-282,  1971. 

Rabbits  were  injected  intraportal ly  with  lympho- 
cytes from  unrelated  rabbits  and  21  days  later 
were  given  2  autografts,  2  grafts  from  the 
lymphocyte  donor  and  2  unrelated  grafts  in  the 
lateral  flank.   At  the  end  of  10  days,  all  16 
autografts  were  in  excellent  condition,  while  6 
unrelated  grafts  were  In  poor  condition  and  the 
10  others  were  necrotic.   The  conditions  of  the 
skin  grafts  from  the  lymphocyte  donors  were  good 
in  9,  fair  in  3  and  poor  in  k.      Results  suggest 
that  the  lymphocytes  from  donor  rabbits  were 
modified  In  some  way  in  the  liver  to  induce 
prolongation  of  skin  grafts  from  the  same  donor. 


82^*8      INACTIVATION  OF  ANGIOTENSIN  II  BY  THE 
LIVER.   (E.)   Rangel  ,  D.  M.  (VA  Hosp., 
Los  Angeles,  Calif.),  J.  J.  Ford,  Jr.,  W.  Annan 
and  H.  E.  Gordon.  Surg.    Forum   22:79-81,  1971. 

When  ^"^C-angiotensin  II  (^''C-AT)  was  injected 
into  the  femoral  vein  of  mongrel  dogs  3  min  prior 
to  sacrifice,  62.5%  of  the  radioactivity  was 
recovered  from  the  liver,  11.7%  from  the  kidneys 
and  7.0%  from  the  spleen.   When  the  l'*C-AT  was 
Injected  directly  into  the  portal  vein  of  normal 
dogs,  72.^*%  was  recovered  from  the  liver.   How- 
ever, when  the  vasopressor  was  administered  under 
the  same  conditions  to  dogs  whose  livers  had 
been  subjected  to  ischemia  for  2  hr,  only  60.2% 
was  retained  In  the  liver.   Injection  of  l'*C-AT 
Into  the  renal  or  splenic  arteries  resulted  In 
renal  retention  of  \h.3°4   and  splenic  retention 
of  16.7%,  resp.   Within  5  hr  after  ^''C-AT  ad- 
ministration, 3k%   of  the  originally  retained 
radioactivity  was  present  in  the  normal  liver, 
compared  to  only  minimal  retention  in  the 
i  schemic  1 i ver. 


82'»9      PLASMA  MEMBRANES  IN  ACUTE  LIVER  INJURY. 

BIOCHEMICAL  CHANGES  INDUCED  BY  CARBON 
TETRACHLORIDE.   (E.)   Le  Page,  R.  N.  (U.  Melbourne 
Dept.  Pathol.,  Parkvllle,  Victoria,  Australia) 
and  P.  R.  Dorling.  Aust.    J.    Exp.    Biol.    Med.    Soi. 
'*9('4):3't5-350,  1971. 

Three  plasma  membrane  enzymes  In  preparations 
Isolated  from  livers  of  rats  treated  with  a 
single  high  dose  of  CCli,  (6  ml/kg,  intragastric) 
showed  a  decrease  in  activity.   At  2.5  hr  5'- 
mononucleotidase  activity  was  decreased,  and  Na+ 
-  K+  -  ATPase  showed  a  decrease  at  12  hr,  while 
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Mq2+  -  ATPase  similarly  showed  a  decrease  in 
mean  value  at  12  hr   Initial  tests  were  made  at 
dose  levels  of  2.5,  '♦•0  and  6.0  ml  of  CCU/kg 
and  essentially  similar  results  were  obtained. 
Repeated  washings  of  freshly  prepared  membranes 
from  ecu  treated  rats  had  no  effect  on  theabove 
results.   Normal  lipid  and/or  protein  relationships 
of  the  liver  cell  plasma  membrane  are  altered, 
and  there  may  be  an  early  loss  of  structural 
integrity  of  the  whole  or  part  of  the  liver  cell 
plasma  membrane  early  in  the  course  of  this  kind 
of  toxic  injury  to  liver  cells. 

8250    THE  EFFECT  OF  AUXILIARY  LIVER  TRANSPLANTA- 
TION ON  POSTHEPATECTOMY  COMA  IN  THE  DOG. 
(E.)   Chandrasakeram,  A.  K.   J.  G  Beaudoin  and 
M.  Slapak.  Arah.   Surg.    103(6)  :728-73't ,  1971. 

Total  hepatectomy  was  performed  on  59  dogsdivided 
into  3  groups.   In  group  A,  17  dogs  receiving 
total  hepatectomy  alone,  the  mean  survival  was 
]Q.k   hr.   The  mean  survival  was  increased  to  4.0 
days  in  16  dogs  in  group  B,  who  had  auxiliary 
liver  transplantation  performed  immediately 
after  total  hepatectomy.   In  these  animal  s_^blood 
urea  nitrogen  values  never  fell  below  7  mg/o_and 
transaminase  levels,  increased  after  operation, 
generally  fell  within  k8   hr.   Serum  ammonia  levels 
did  not  change  and  bilirubin  levels  increased 
only  after  the  second  day.   The  al kal i ne  phos- 
phatase  levels  gradually  increased  in  al   animals 
with  transplants.   At  autopsy  the  transplanted 
liver  showed  vascular  congestion  and  massive 
necrosis.   Twenty-six  dogs  in  group  C  received 
auxiliary  transplants  12-U  hr  after  hepatectomy, 
at  a  time  when  they  were  in  stage  3  to  ^  hepatic 
coma.   Survival  was  prolonged  to  27  hr  following 
hepatectomy.   Many  of  the  constant  parameters  of 
hepatic  coma  were  reversed  (serum  ammonia  bili- 
rubin level,  and  BSP  level)  within  2  hr  of  the 
transplant.   At  autopsy,  hepatic  necrosis  with 
periportal  polymorphonuclear  infiltrates  and 
hemorrhagic  dilatation  of  blood  vessels  were  the 
common  finding  in  the  liver.   The  life  of  the 
comatose  dog  after  total  hepatectomy  can  be  pro- 
longed by  the  performance  of  an  homologous 
auxiliary  transplant,  but  the  reason  for  lack  ot 
long  term  survival  is  not  clear. 

8251      CONTRIBUTION  OF  INTESTINAL  LECITHIN  TO 

BILIARY  LECITHIN  EXCRETION.   (E.) 
Tompkins,  R.  K.  (UCLA  Sch.  Med.,  Los  Angeles 
Calif.)  and  W.  King,  111.  Surg.    Forwn   22:381-3«2, 
1971. 

Four  2-month-old  fasting  pigs  were  splenectomi zed , 
and  the  cystic  duct  and  pylorus  were  ligated. 
Catheters  were  placed  in  the  thoracic  duct,  portal 
vein   infrahepatic  vena  cava  and  the  common  bile 
duct  of  each  animal.   After  basel i ne _ samples  were 
obtained,  50  yc  of  ^^C  (U)-lecithin  in  5  ml  of 
fresh  pig  gallbladder  bile  were  instilled  in  the 
duodenum,  and  timed  samples  were  col lected  from 
each  catheter  for  8.5  hr.   Total  lipid  radioactivi 


increased  rapidly  in  the  bile  and  lymph   Bile 
radioactivity  was  greater  than  that  of  the  lymph 
in  the  first  k   hr,  after  which  lymph  predominated. 
Triglycerides  accounted  for  k^X   of  the  activity 
in  portal  blood,  69°4  in  the  vena  cava  blood  and 
73X  in  lymph.   However,  70°^  of  the  lipid  radio- 
activity in  the  bile  was  in  the  lecithin  fraction. 


8252 


STUDIES  ON  EXPERIMENTAL  HYPOTROPHY 
THE  RAT.   II.   DEVELOPMENT  OF  SOME 

LIVER  ENZYMES  OF  GLUCONEOGENES I S . 

C.    (Port    Royal,    Hosp.,    Paris),    C 

and   J.    M.    Roux.      Biol,    neonate    (Basel)    18U-2 

58-65,  1971. 


(E.)   Chanez, 
Tordet  Cardiroit 


8253 


AMINO  ACID  REGULATION  OF  SYNTHESIS  OF 
RIBONUCLEIC  ACID  AND  PROTEIN  IN  THE 
LIVER  OF  RATS.   (E.)   Wannemacher.  R.  W.  (Rutgers 
U  Biol.  Res.  Bureau,  New  Brunswick,  N.  J.), 
c'  F.  Wannemacher  and  M.  B.  Yatvin.  Bioohem.    J. 
12M2):385-392,  1971. 

825't      THE  PENTOSE  PHOSPHATE  PATHWAY  IN 

RABBIT  LIVER.   STUDIES  ON  THE  METABOLIC 
SEQUENCE  AND  QUANTITATIVE  ROLE  OF  |HE  PENTOSE 
PHOSPHATE  CYCLE  BY  USING  A  SYSTEM  m_  SITU..   (E.) 
Williams,  J.  F.  (U.  New  South  Wales,  Sch  I^iochem., 
Kensington.  Australia).  K.  G- .R'en i ts  P .  J • 
Schofield  and  M.  G.  Clark.  B^oohem.    J.    ni{5) ■ 
923-9't3,  1971. 

8255      BILE  ACIDS  DURING  PRENATAL  LIFE:   TIME 

OF  APPEARANCE.   NATURE.  ORIGIN  AND 
EVOLUTION.   (Fr.)   Croizat.  B.  (CNRS  Nutr.  Res. 
Ctr   Bellevue.  France)  and  M.  Lambiotte.  Arch. 
SciV Physiol.    (Paris)   25(3) =303-326 ,  1971. 


8256 


CHARACTERIZATION  OF  VITAMIN  K  FROM  PIG 
LIVER  AND  DOG  LIVER.   (E.)   Duello, 

T.  J.  (St.  Louis  U.  Sch.  Med.,  Mo.)  a^d  J.  T. 

Matschiner.  Arah.    Bioohem.    B%ophys.    144^1  J : 

330-338,  1971. 

fijq?      INCORPORATION  OF  AMINO  ACIDS  BY  ISOLATED 

^^      RAT  LIVER  AND  SKELETAL  MUSCLE  MITOCHONDRIA. 
(E.)   Sirotzky  De  Favelukes  S   (U  Buenos  Aires, 
Argentina),  M.  Schwarcz  De  ^ar  ovsky  and  A  0.  M. 
Stoppani.  Acta  Physiol.    Lat.   Am.    21(1). 30  39, 
1971. 

8258      REGENERATION  OF  THE  LIVER  AFTER  PARTIAL 

HEPATECTOMY  WITH  RESPECT  TO  AGE  _ 
(CYTOPHOTOMETRIC  STUDIES).   (Ger.)   Paulini.K. 
U.  Ulm  Ctr.  Biol.  Theoret.  "ed . .Germany) ,  G 
Beneke  and  U.  Paukner.  Actuelle   Gerontol.    1(8). 
'455-'*59,  1971. 


8259 


ty 


X-RAY  FLUORESCENCE  EXAMINATION  OF  ZINC, 
COPPER  AND  COBALT  IN  THE  PANCREAS  OF 
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SOME  MAMMALS.   (Ger.)   Galabowa,  R.  (Med.  U., 
Sofia,  Bulgaria),  P.  Petrov  and  J.  Kolev.  Acta 
Ristoahem.    (Jena)    ISil) -.'i'iS-'ihl,    1971. 

8260      THE  EFFECT  OF  SEX  STEROIDS  ON  THE  LIVER 
GLYCOGEN  IN  INTACT  AND  ADRENALECTOM I  ZED 
RATS.   (E.)   Avdalovic,  N.  (U.  Zagreb  Fac.  Med., 
Yugoslavia).  Pfluegers  Arah.    326 (3) :2n -222  ,  1971 


8261      DEMONSTRATION  OF  GLUCOSE  6  PHOSPHATASE 

ACTIVITY  IN  HEPATOCYTES  FOLLOWING 
TRANSPARENCHYMAL  PERFUSION  FIXATION  WITH  GLUTAR- 
ALDEHYDE.   (E.)   Kanamura,  S.  (Kyoto  U.  Chest 
Dis.  Res.  Inst.,  Japan).  J.    Histoohem.    Cytoahem. 
19(6):386-387,  1971. 


8262  ALTERATIONS  IN  HEPATIC  POLYRIBOSOMES 
AFTER  FASTING  AS  A  FUNCTION  OF  AGE. 

(E.)   Sidransky,  H.  (U.  Pittsburgh  Sch.  Med.,  Pa.) 
and  E.  Verney.  Mtr.    Rep.    Int.    3  (6)  : 389-39'4,  I971 

8263  FREE  AND  BOUND  HEPATIC  POLYRIBOSOMES 
AFTER  PARTIAL  HEPATECTOMY:   POOL  SIZES 

AND  SEDIMENTATION  PATTERNS.   (E.)   Zweig,  M. 
(Washington  U.  Sch.  Med.,  St.  Louis,  Mo'.)'  aiid 
J.  W.  Grisham.  Bioahim.    Biophys.   Acta   246(1): 
70-80,  1971. 


826i»      BIOCHEMICAL  CHANGES  IN  THE  LIVER  AFTER 

INTRAVENOUS  ADMINISTRATION  OF  COLLOIDAL 
GOLD  (198au).   (Fr.)   Gheorghe,  N.  (D.  Danielopolu 
Inst.  Physiol.  Norm.  Pathol.,  Bucharest).  Rev. 
Roian.   Physiol.    0(3) : 293-297,  I971. 


8265      GLUCOSE  (HEXOSE-6-PHOSPHATE)  DEHYDRO- 
GENASE IN  LIVER  OF  RAINBOW  TROUT.   (E.) 
Shatton,  J.  B.  (Temple  U.  Sch.  Med.,  Philadelphia, 
Pa.),  J.  E.  Halver  and  S.  Weinhouse.  J.    Biol 
Chem.    246(15)  :'t878-i(885,  1971. 


8266      BILIRUBIN  AND  BILIARY  SECRETION.   (Por.) 
Cardoso,  V.  (Sch.  Med.,  Porto,  Portugal) 
J.   Med.    (Porto)   75(l't77):6ll-6l5,  1971. 


8269      COMPARATIVE  DETERMINATION  OF  LIVER  ACID 

PHOSPHATASE  ACTIVITY  IN  DECAPITATED 
AND  PERFUSED  RATS.   (E.)   Matt,  C.  A.  (U .  Basel 
Inst.  Pathol.,  Switzerland),  H.  Fuenfschi 1 1 ing , 
J.  M.  Moppert  and  E.  S.  Gander.  Histoahemie 
25(0:72-76,  1971. 


8270      THE  FUNCTIONAL  SIGNIFICANCE  OF  BILE 

CANALICULAR  NUCLEOSIDE  PHOSPHATASE 
ACTIVITY.   HISTOCHEMICAL  ACTIVITY  DURING  STRUCTURAL 
AND  FUNCTIONAL  MATURATION  OF  THE  DEVELOPING  LIVER. 
(E.)   Sandstrom,  B.  (U.  Uppsala  Dept.  Human  Anat., 
Sweden).  Histoahemie   25(l):9-l4,  1971. 


8271      HISTOLOGIC  AND  ENZYMATIC  STUDIES  ON 

LIVER  OF  WHITE  RATS  TREATED  WITH  LOW 
FREQUENCY  VIBRATIONS.   (Bui.)   Zlateva ,  M. ,  E. 
Ivanovic  and  G.  Antov.  Hig.    Zdraveop.     (So'fiia) 
I'*(2):l6l-166,  1971. 


8272      PURIFICATION  AND  PROPERTIES  OF  A 

CATECHOL-0-METHYLTRANSFERASE  OF  HUMAN 
LIVER.   (E.)   Ball,  P.  (inst.  Clin.  Biochem., 
Bonn,  Germany),  R.  Knuppen  and  H.  Breuer.  Eur. 
J.   Biochem.    21 (4) :517-525 ,  1971. 


8273  THE  EFFECT  OF  SOUND,  LIGHT  AND  VIBRATORY 
STIMULI  ON  SERUM  LIPID  LEVELS  AND 

LIVER  FATTY  ACID  CONTENT  OF  OLD  AND  ADULT  RATS. 
(E.)   Szamosi,  T.  (Semmelweiss  Med.  U.,  Budapest, 
Hungary),  ffa^per-ientia  27  (6)  :  628-629 ,  1971. 

8274  ENDOCYTIC  UPTAKE  AND  VESICULAR  TRANSPORT 
OF  INJECTED  HORSERADISH  PEROXIDASE  IN 

THE  VACUOLAR  APPARATUS  OF  RAT  LIVER  CELLS.   (E.) 
Creamers,  J.  (Catholic  U.  Vesalius  Inst.,  Louvain, 
Belgium)  and  P.  J.  Jacques.  Exp.    Cell  Res. 
67(0:188-203,  1971. 


8275      PARTIAL  DEGRADATION  OF  4.7.10.13.16 
DOCOSAPENTAENOIC  ACID  IN  RAT  LIVER. 
(E.)   Kunau,  W.  H.  (Bochum-Querenburg  U.  Inst. 
Physiol.  Chem.,  Germany).  FEBS  Lett.    I6(l): 
54-56,  1971. 


8267      THE  EFFECT  OF  BILATERAL  LESIONS  OF 

NUCLEUS  CAUDATUS  ON  THE  GLYCOGEN  AND 
FREE  AMINO  ACID  CONTENT  IN  LIVER  OF  THE  RABBIT. 
(E.)   Rakic,  L.  M.  (Inst.  Biochem.,  Belgrade 
Yugoslavia),  D.  V.  Micic  and  B.  B.  Mrsulja. 
lugostav.    Physiol.    Pharmacol.   Acta   7(2):217-222 
1971. 


8268      HEPATIC  FUNCTION  AT  THE  CELLULAR  LEVEL, 

(Fr.)  Thuillier,  Y.  (Albert  Rolland 
Res.  Ctr.,  Chilly  Mazarin,  France).  Gaz.  Med. 
Fr.    78(Suppl.  20:87-95,  1971. 


8276      THE  EFFECT  OF  AM  I NOGLUTETH IM I DE  ON  THE 

METABOLISM  OF  TESTOSTERONE  IN  RAT  LIVER 
'N  VITRO.   (E.)   Starka,  L.  (Charles  U.  Sch.  Gen. 
Med.,  Prague),  K.  Motlik  and  K.  Horky.  J. 
Steroid  Biochem.    2  (2) : I57-16O,  1971. 


8277      FATTY  ACID  COMPOSITION  OF  MITOCHONDRIAL 

AND  MICROSOMAL  LIPIDS  OF  RAT  LIVER 
AFTER  ACUTE  ETHANOL  INTOXICATION.   (E.)   Comport i, 
M.  (U.  Turin  Inst.  Gen.  Pathol.,  Italy),  E. 
Burdino  and  F.  Raja.  Life  Sci.     [ll]    10(15): 
855-866,  1971. 
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8278 


CHANGES  IN  THE  ACTION  OF  DRUGS  FOLLOWING 
THEIR  TRANSFORMATION  IN  THE  LIVER. 
(Ger.)   Remmer,  H.  (U.  Tub! ngen  Inst .  Toxicol . , 
Germany).  Monatssohr.    KindeThe%lkd .    119U;: 
382-388,  1971. 


8279 


IMMUNOCHEMICAL  CHARACTERIZATION  OF 
ENZYME  ACTIVITIES  IN  LIVER  PLASMA 
MEMBRANES  OF  THE  RAT.   (E.)   Blomberg  F.  (U 
Stockholm  Wenner  Gren  '"^t.  Exp.  B,o  )  and  P. 
Perlmann.  Exp.    Cell  Res.    66(1) :  lO^^-l  12  ,  1971. 


Qoon      SPECIFICITY  OF  ACTION  OF  NEURAL  A 
^'^°      OL  oiGLUCOSIDASES  FROM  RABBIT  LIVER. 
(Rus  )   Ushakova,  N.  A.  and  I  .  S-  L^kornska.a. 


8281  CONCENTRATIONS  AND  SYNTHESIS  OF  THE 
ACID-SOLUBLE  NUCLEOTIDES  IN  THE  LIVER 

OF  VARIOUS  SPECIES  OF  VERTEBRATES.   (E.)   Zhjvkov, 
V   (Inst  Comp.  Anim.  Pathol.,  Sofia,  Bulgaria). 
c'omp.   Biochem.   Physiol.    39(46)  :701-708,  1971. 

8282  METABOLISM  OF  SULFATED  MUCOPOLYSACCHARIDES 
OF  THE  LIVER  IN  PROTEIN  DEFICIENCY  AND 

CHRONIC  ALCOHOL  INTOXICATION.   (Ger.)   Becker,  K. 
(U  Hamburg  1st  Med.  Clin.,  Germany).  KUn. 
Woahensohr.    A9 (9) : 558-559,  1971. 
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DAILY  RHYTHMIC  CHANGES  IN  HEPATIC 
PHENYLALANINE  HYDROXYLASE  ACTIVITY: 

ROLE  OF  DIETARY  PHENYLALANINE.   (E.)   Castells,  S. 

(State  U.  New  York  Downstate  Med.  Ctr.,  Brooklyn) 

Ss.  Shirali.  LifeSai.    [ll]    10  (i.)  :233-239, 

1971. 


See  also  number:   BOS'* 
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828i4      ISOLATION  AND  PURIFICATION  OF  A  PROLIDASE 

FROM  PIG  INTESTINAL  MUCOSA.   (E.) 
Sjostrbm,  H.  (U.  Copenhagen  Dept.  Biochem.  C)   0. 
Noren  and  L.  Josefsson.  Aata  Chew.    Scand.    25(5). 
1911-1913,  1971. 

The  purification  of  a  prolidase  from  pig  intestinal 
mucosa  was  described,  prol idase  act i y , ty  be, ng 
determined  spectrophotometr . cal ly  using  L-a  anyl 
L-proline  as  substrate.   Pieces  of  pig  smal 
intestine  were  extracted  for  1  hr  .n  Pre^o^led 
distilled  water;  the  extract  was  cent nfuged  and 
thSsupernatant  then  lyophilized.   The   ract.onated 
supernatant  precipitating  between  35  and  50/o 
(NHO2S014  saturation  was  collected,  dissolved  in 
Tris  buffer,  dialyzed,  and  the  clear  supernatant 
was  applied  to  a  2.5  cm  x  21  cm  column  of  DEAE 
cellulose.  The  enzyme  solution  was  concentrated 
by  ultrafiltration  and  further  purified  bypoly- 
acrylamide  gel  electrophoresis   P^^''' t '  "^  '  °" 
resulted  in  an  enzyme  preparation  having  about 
500  times  higher  specific  activity  than  that  of 
the  acid  extract.   The  overall  recovery  in  the 
purification  procedure  has  been  about  54,   equiv- 
alent to  about  100  yg  purified  protein  per  g  ot 
lyophilized  mucosa  extract. 

8285      DETERMINATION  OF  BILE  ACID  CONVERSION 

POTENCIES  OF  INTESTINAL  BACTERIA  BY 
SCREENING  IN  VITRO  AND  SUBSEQUENT  ESTABLISHMENT 

IN  GERMFRET'RATS.   (E.)   Dickinson,  A.  B. 

(Karolinska  Inst.,  Stockholm),  B.  E.  Gustafsson 


and  A.  Norman.  Aata  Pathol.   Microbiol.    (Scand.) 
[B]  79(5):691-698,  1971. 

The  bile  acid  conversion  potencies  of  12^ 
facultatively  and  strictly  anaerobic  bacteria 
r  "era)  Lre  determined  in  the  jntestinal 
tracts  of  formerly  germfree  rats,  iil^lLtJlH.' 
of  tie  22  genera  examined  deconjugated  glyco- 
fnd  taurodeoxycholic  acids,  and  transformation 
.f  cholic  acid  was  earn eouy^J^of^the^ 

fbnu;  toTa-dlh'd^ox  late  cholic  acid  under 
h  St  conditions.  Twenty  strains  selected 
from  9  of  the  genera  which  were  capable  o 


deconjugation  j_n  vitro  we 


re  established  in  germ- 


decon  luqat  ion  lu  »■'■■"  —       .      t.u^^^ 

free  lats  as  m^o^^i^mi  nants .  ^^^^^  "Jostridium 

strains   Eubacterium,  Streptococcus,  and  uostr 

both  ,lvcin.  and  tavrin.  conjugates  H::.^ip 
could  not  b.  i»plant.d  as  """""""^"^J^';,,;^' 
number  of  viable  organisms  present  m  tl^e  cecum 
::,.  not  be  correi.ted  -UP  tbe  p.--.-;' 

ro:-"rf.?;v  ;---;---„::, 

fsTrr?"*ri':  for;;:ifp^;ai  deconiugation 

ability  in  the  intestinal  tract. 
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8286      THE  CONTRIBUTION  OF  THE  INTESTINAL 
MUCOSA  TO  THE  TOTAL  SERUM  ALKALINE 
PHOSPHATASE  ACTIVITY.   (E.)   Reynoso,  G.  (Roswell 
Park  Mem.  Inst.,  Buffalo,  N.  Y.),  E.  G.  Elias  and 
A.  Mittelman.  Am.    J.    Clin.    Pathol.    56  (6) : 707-71 2 
1971. 

Alkaline  phosphatase  was  measured  in  the  lymph  of 
6  patients  undergoing  thoracic  duct  drainage, 
and  the  incorporation  of  the  intestinal  isoenzyme 
into  the  general  circulation  in  the  fasting  state 
and  following  ingestion  of  a  fat-enriched  meal 
was  studied.   In  the  fasting  state  the  lymph 
contained  an  average  of  72  mi cro- internat ional 
units  (mlU)  alkaline  phosphatase/ml .   The  total 
activity  began  to  rise  soon  after  the  ingestion 
of  the  fat-enriched  meal,  reaching  a  peak  of  590 
mlU/ml  by  7  hr.   At  peak  activity,  the  mean  con- 
centration of  enzyme  inhibited  by  L-pheny 1 al ani ne 
reached  a  maximum  of  701  of  the  total,  as  com- 
pared to  \2%    in  the  fasting  state.   The  urea- 
resistant  fraction  rose  from  an  average  of  h%% 


of  the  total  in  the  fasting  state  to  a  maximum 
of  781  at  the  time  of  peak  activity.   Over  the 
12  hr  experimental  period,  an  average  of  227,051 
mlU  of  alkaline  phosphatase  was  collected  from 
the  lymph.   No  correlation  between  the  amount  of 
enzyme  in  the  lymph  and  the  blood  group  or  secretor 
status  of  patients  was  observed. 

8287      MUCOSAL  MORPHOLOGY  AND  BACTERIAL  FLORA 

OF  ILEAL  CONDUITS.   (E.)   Gracey,  M. 
(Roy.  Child.  Hosp.  Res.  Found.,  Melbourne,' 
Australia),  R.  Kay  and  R.  F.  Bishop.  Invest. 
Urol.    0(6):596-6O3,  1971. 


8288      INFLUENCE  OF  THE  INDIGENOUS  GASTRO- 
INTESTINAL MICROBIAL  FLORA  ON  DUODENAL 
ALKALINE  PHOSPHATASE  ACTIVITY  IN  MICE.   (E.) 
Yolton,  D.  P.  (U.  Texas  Dept.  Microbiol.,  Austin), 
C.  Stanley  and  D.  C.  Savage.  Infect.    Irmun. 
3(6):768-773,  1971. 
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fi9Rq      PEPSINOGEN  DETERMINATIONS  AS  A  POSSIBLE 
^'^^      MEANS  FOR  EVALUATION  OF  GASTRIC  ACID 

SECRETION.   (E.)   -^'-h--""^  J"  Tpeter  en  " 
Copenhagen).  C  S.  Strande  a  d  p  H   e  e  sen. 
Am.   J.    Gastroenterol.    5bi5;-'*4/  hjz,  i:-/ 

The  relationship  between  the  content  of  pepsinogen 

revealed  that  the  group  ^^r^^' ll^'^^J^ll^^^'' 
with  gastric  acid  secretion  and  21  "°^^=^ 
secretors.   Nonacid  secretors  showed  no  increase 

n  erum  pepsinogen  after  st imul at ,on  w, th 
;;r!  mine  maleate  followed  by  histamne.   n 

'°^^^nlrrnc:l:ser^o^:in^:ne^hirt^:;e^t^. 

fectir   Hi^e  er  one  of  11  patients  with  gastric 
aci   secretion  sh;wed  a  decrease  of  serum  PeP-nogen 

Se  d  s^  '"ion  is  not  readH,  obtainable  fro™ 

r.»in:t;on, «' ^--.-rir.!:  t.t.~Z'\^o,,. 
i:tz:;:;:^".^o%:'j,'Iz  ':zi  ,t.,..t .,,..  for 
'^iirt :?  i?tb'::;:i:  :rbtop:;":oSin  i ,» as 

^»H   forreSDondingly,  when  values  of  uro- 
Tp^i  og;n  abo  e  60  mil^i'u/hr  and  serum  pepsinogen 
abouru  miin  U/liter  were  found,  secretion  of 
gastric  acid  should  be  expected. 
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ELECTROLYTE  BARRIER  AND  HISTOLOGIC 
PATTERN  OF  THE  GASTRIC  MUCOSA  IN  MAN. 
(E  )   Konturek,  S.  (Med.  Acad.  Inst.  Physiol. 
racow  Poland),  T.Stolfa  and  J  Szczudrawa. 

Acta  Med.   Pol.    U (3) : h\ ^-hlk ,   1971. 
Patients  with  normal  gastric  mucosa  or  only 

--.-,tn:itii,irr„5ir™rsfra..n- 
:!r.f,.™5rt;'rndirt:;bro^:;:nr';rb.... 

::  cases  witb  atropb,  of  tb,  g-stnc  «cos. 
fnrouD  ill).   Negative  values  of  electrolyte 

;rce  Ihich  indicated  diffusion  of  Jo-   rom 
the  stomach  through  the  mucosa  to  the  b  ood  were 
observed  with  respect  to  H+  ,n  group  I  in  3 
ODserve  1  |  i  n  **  patients  C^n) 

Tn  Tn'r  u  ll.  ?n'6  patients  (85°^)  •  ,^ow  val  ues 
Tf  H^  balance  were  observed  n  ^^oup     ^^    ar.<i 
were  associated  with  high  values  of  Na  balance, 
Tn  conversely  in  group  1  .  The  ^a  --  o  ^ 
and  K+  ions  behaved  irregularly  and  the  ditter 
Tnces  between  groups  were  not  s.gni. can 
Positive  correlation  was  found  between  the 


values  of  H+  balance  and  basal  secretion  and 
between  H+  balance  and  maximal,  pentagastnn- 
st  mulated,  secretion.   Negative  correlation  was 
^b^erved  b;tween  the  values  l\X^UnTsn6 
basal  secretion  andbetween  Na^  ba  ance  and 
n,aximal ,  Pentagastrin-stimulated  secret  ion 
The  differences  between  CI   and  K  ba  ance  ano 

::-sh2c:^yr;hiraSr- re-^?.nc- 

tlon  correlate  with  the  electrolyte  barrier. 

8291      GASTROENDOSCOPIC  EXAMINATION  IN  CHILDREN. 
^^^  (E.)   Fukami,  H.  (Keio  U.  Sch  Med., 

\  y,      i,u;i  v  Hiki   S.  Baba  and  K. 
Si;tI:'fai;;L""'lM9):603-6l6,  1971. 

Some  of  the  practical  aspects  of  gastric  endoscopy 

n  children  are  discussed  with  reference  to 
anatomical  differences  by  age,  types  of  gastr  c 

^  Trim      anesthesia,  premedication,  manipula- 
Hon  examiner  a   assistants,  aftercare  for 
Situbation  of  the  gastric  endoscope,  and  some 
rner^l  Suggestion  for  Pe^-tric  gastric  endos- 
coDV   Gastroendoscopic  examinations  were  per 
form;d  on  71  patients  under  '9  yr  of  age  of 
which  21  cases  were  be  ow  age    (most  o  whom^^^ 

ryr^:r/  EUhlr'thf  S-Uror'the  BL-type 
'fi^blr  Isiroscope.  together  with  a  V-type  or   Va 
type  gastrocamera,  were  used  m  all  "="•    ^ 
£^;-s:n:erin^d:;^trif  JhJ^h^gasIJ  re?  ^scopy 
Jas   u  efu   'n  diagnosis  to  visualize  the  di  - 
Trders  and  rule  out  pathological  changes    In 
children  with  Sastroduodena   isease     ay 

There  studies  indicate  that,  witn  a  io"«=   c=,felv 
If  age  5  yr.  endoscopic  examination  may  be  safely 
or  age  3  y  ,         oresent  commercial  endo- 
Tco;;:  °T  i:  p  oc'du^reTay  supplement  diagnosis 
rth;rapy  in^hildhood  ^i'sorders  and  ma 
possible  for  still  younger  ages  in  the 
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LIVER  FUNCTION  TEST  WITH  131,-bSPAND 
SCINTICAMERA.   (E.)   Torizuka,  K. 

i^rtr.^?.n!^:SN:'=r£i-. 

J  Nakagawa  and  C.  Minaguchi.  Jap.    J.    moL. 

Med.    8 (3)  :1 '♦3-1  Si*,  1971. 

,,,,,,.,.  administration  of  ;31,-BSP  serial 

-'rrvrsuinzrrive^-refrriitrcSng^if  . 

d!:trrbu:;rl;^-^-  'n  the  liver  spc-^^^^ 
lesions  of  the  liver,  and  appearance  oT 

he  gallbladder  and  intestine  "  -;-  //^'^ 
patients  with  various  ^ '-/-^i'l''  occurred 
diseases.   Maximum  hepatic  uptake  or 
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at  12-20  min  in  normals,  20-30  min  in  chronic 
hepatitis,  over  30  min  in  cirrhosis,  20-33  min  in 
hepatic  tumors  and  cholelithiasis,  and  over  90 
min  in  extrahepatic  obstructive  jaundice.   Using 

l-labeled  BSP  and  radioactive  iodine  serum 
albumin,  the  percentage  retention  of  ^^M-BSP  in 
serum  at  10  min  was  within  10^  in  normals,  10-20^ 
in  chronic  hepatitis,  over  201  in  cirrhosis, 
10-20%  in  hepatic  tumor,  65-80%  in  extrahepatic 
obstructive  jaundice,  and  there  was  a  good 
correlation  between  the  percent  retention  of  131 |- 
BSP  in  serum  at  10  min  and  percent  retention  of 
BSP  in  serum  at  30  min. 


8293      A  SIMPLE  METHOD  OF  DETERMINATION  OF 

IRON  ABSORPTION  USING  51cr203  AS  NON- 
ABSORBABLE MARKER,  AND  ITS  CLINICAL  APPLICATION. 
(E.)   Inamoto,  Y.  (Kyoto  U.  Fac.  Med.,  Japan). 
Jap.    J.    Nual.    Med.    8  (3) :  I  72-1  8i(,  1971. 

The  percentage  of  absorption  of  iron  from  the 
bowel  in  man  was  studied  after  simultaneous  p.o. 
administration  of  40  mg  of  carrier  iron  labeled 
with  ^^Fe  and  1  mg  of  5lCr203  with  100  mg  of 
ascorbic  acid.   Fecal  levels  of  ^^Fe  and  ^icr 
were  measured  during  the  phase  of  maximal  fecal 
excretion.   Results  with  this  method  correlated 
best  with  whole  body  counting  and,  to  a  lesser 
extent,  with  the  red  cell  radioiron  method  and 
with  the  double-isotope  method  (Saylor-Finch) . 
The  clinical  value  of  the  various  iron  absorption 
methods,  in  order  of  increasing  magnitude  were: 
red  cell  radioiron,  double  isotope,  total  body 
counting  and  the  simple  excretion  ratio  method. 


8295      COMBINED  PANCREAS  AND  LIVER  SCANNING 

USING  A  DOUBLE  ISOTOPE  TECHNIQUE.   (E.) 
McCready,  V.  R.  (Roy.  Marsden  Hosp.,  Sutton, 
Surrey,  England)  and  M.  F.  Cottrall.  Br.    j'. 
Radiol.    44(527) :870-877,  1971. 

A  dual  isotope  technique  is  described,  which  uses 
^^Tc"i  sulfur  colloid  as  the  liver  specific  agent, 
and  a  rectilinear  scanner  coupled  to  a  small 
analogue  computer.   Nineteen  patients  were 
thought  to  have  a  space-occupying  lesion  on  the 
pancreas  scan.   In  10  cases  the  lesion  was  con- 
firmed, while  in  4  the  pancreas  was  normal;  how- 
ever, in  3  of  these  latter  cases  a  malignant 
neoplasm  was  present  elsewhere  in  -the  abdomen. 
A  more  common  appearance  in  abnormal  scans  was 
the  complete  absence,  or  a  reduced  concentration 
of  ^Se-selenomethionine.   In  12  of  these  cases 
the  pancreas  was  normal  macroscopi call y ,  but  in 
8  of  the  12  there  was  pathology  elsewhere  in  the 
abdomen,  usually  involving  the  gut.   In  normal 
pancreatic  scans,  confirmation  was  obtained  in 
35  of  38  cases,  and  3  tumors  were  missed.   The 
method  is  time  consuming,  the  counting  statistics 
poor,  and  the  full  examination  is  necessary  to 
give  the  pancreatic  outline.   Further  research 
is  needed  to  develop  faster  methods  of  achieving 
present  results  while  awaiting  the  introduction 
of  a  radiopharmaceutical,  specific  to  the  pancreas, 
which  can  be  used  in  high  activities. 


8296      THERMOMETRY  OF  THE  STOMACH  AND  ITS 
CLINICAL  VALUE.   (Rus.)   Torossian, 
A.  A.  Lab.    Delo    (5):292-294,  1971. 


8294      A  SINGLE  INTESTINAL  INTUBATION  TECHNIQUE 

FOR  MULTIPLE  FUNCTION  STUDIES.   (E.) 
Cowen,  A.  E.  (Roy.  Brisbane  Hosp.,  Queensland, 
Australia)  and  C.  B.  Campbell,  Gut    12(11): 
936-937,  1971. 

Aspiration  holes  are  cut  in  the  distal  15  cm  of  1 
side  of  a  double-lumen  tube  and  a  fine  polythene 
tubing  is  passed  through  this  lumen  and  attached 
to  a  Watson  capsule.   The  other  side  of  the 
double  lumen  tube  is  sealed  with  a  radiopaque 
marker,  25  cm  from  the  distal  end,  and  aspiration 
holes  are  cut  in  the  distal  15  cm.  The 
patient  is  starved  overnight  and  intubated  so 
that  the  radiopaque  marker  is  positioned  at  the 
pylorus  under  X-ray  control  with  image  intensifica- 
tion.  The  length  of  the  tube  is  such  that,  when 
the  radiopaque  marker  lies  at  the  pylorus,  the 
Watson  capsule  will  lie  in  the  vicinity  of  the 
ligament  of  Treitz.   Gastric  function  studies 
including  fasting  pH  and  gastric  antibodies  may 
be  performed;  the  tube  is  not  suitable  for  basal 
and  stimulated  acid  secretion  studies  because  of 
pyloric  reflux.   The  duodenal  lumen  allows 
examination  for  bacter iologi c  studies  including 
culture  and  colony  counts,  the  presence  of 
deconjugated  bile  salts,  and  examination  for 
parasites.   Pancreatic  function  may  also  be 
assayed. 


8297      ARTIFACTS  IN  ^^mTc  SULFUR  COLLOID 

LIVER  SCANS.   (E.)   Hernberg,  J.  G. 
(New  York  U.  Med.  Ctr.,  N,  Y.),  P.  Braunstein, 
R.  Chandra  and  M.  Blum.  J.    Nual.    Med.     12(10): 
697-698,  1971. 


8298      THE  USE  OF  GASTROCAMERA  IN  OLD  PATIENTS. 

(It.)  Macchione,  C.  (U.  Turin  Dept. 
Gerontol.,  Italy).  G.  Gerontol.  19(3) :220-227 
1971. 


8299      ACCURACY  OF  LIVER  SC I  NT  I  PHOTOGRAPHY 

USING  A  PLASTIC  AND  WATER  PHANTOM. 
(E.)   Vidrih,  V.  E.  (St.  Michael's  Hosp., 
Toronto,  Ontario,  Canada)  and  H.  P.  Higgins. 
Can.   J.   Surg.    14 (4) :273-279,  1971. 


8300      A  LIVER  PHANTOM  FOR  EVALUATING  CAMERA 

AND  SCANNER  PERFORMANCE  IN  CLINICAL 
PRACTICE.   (E.)   Mould,  R.  F.  (Roy.  Marsden 
Hosp.,  London).  Br.    J.   Radiol.    44(526) :8lO-8l 1 , 
1971. 


8301      GASTRIC  AND  EXTRAGASTRIC  VISCERAL 
LYMPHOGRAPHY.   (Jap.)   Uchida,  H. 
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(Osaka  U.  Med.  Sch.,  Osaka,  Japan).  Nippon 

Igaku  Hoshasen  Gakkai  Zasshi   (Nippon  Acta  Radzol.J 

3l(3):259-277,  1971. 

8^02      CALCIFICATIONS  IN  GASTROINTESTINAL 

MALIGNANCY:   AN  IMPORTANT  CLUE  IN 
RADIOLOGIC  DIAGNOSIS.   (E.)   Gold,  J.  A.  Mt. 
Sinai  J.    Med.    l2,W  ■.kQ5-^\^ ,    1971. 


8303 


PERCUTANEOUS  TRANSHEPATIC  CHOLANGIO- 
GRAPHY.  (E.)   Venkataraman,  M.  S. 

(Govt.  Gen.  Hosp'.  ,  Madras,  India)  f^^  M  "S. 

Varadarajan.  Mediscope    \U{l)  ■.l\-lk  ,    1971. 


830*4 


THE  VALUE  OF  GASTROINTESTINAL  ENDOSCOPY. 
(Fr.)   Miller,  G.  Med.    Hyg.    (Geneve) 
29(9't8):  113-11'*,  1971. 


8305 


ENDOSCOPIC  PANCREATIC  CHOLANGIOGRAPHY. 

A  NEW  DIAGNOSTIC  METHOD  IN  PANCREATIC 
ni<;FA<;ES    (Fr  )   Oi,  I.  (Tokyo  Women's  Med. 
slh   Tokyo)   L.  Hyg-    (Oeneve)    ISiSkS) -.US-Ul , 

1971. 

8306      MEASUREMENT  OF  INTRA-ABDOMINAL  PRESSURE 

AT  LAPAROSCOPY.  (E.)  Coles,  R.  A. 
(Univ.  Coll.  Hosp.,  London).  Lanoet  1  (7708) : 
1052,  1971. 


8307 


ADVANCES  IN  ENDOSCOPY  OF  INFANTS  AND 
CHILDREN.   (E.)   Cans,  S.  L.  (Cedars  of 

Lebanon  Hosp.,  Los  Angeles,  ^al 1 f  • )  and  G  Berc, . 

J.   Pediatr.   Surg.    6(2,  Pt.  2):  199-23'*.  1971. 


8308      EMERGENCY  GASTROSCOPY  IN  THE  DIAGNOSIS 

OF  MALLORY-WEISS  SYNDROME.   (Rus . ) 
Semenov.  V.  V.,  N.  S.  Uteshev  and  V.  G.  Teriaev. 
Khirurgiia   (Mosk. )   1^7  (5) :  1 1 7-121 ,  1971. 


8309 


ELECTROGASTROGRAPHY  IN  GASTROINTESTINAL 
HEMORRHAGES.   (Rus.)   Struchkov,  V.  I. 

and  V.  N.  Sundushnikov.  Khirurgiia    (Mosk.)    4715;: 

113-117,  1971. 


8310 


TOLUIDINE  BLUE  STAINING  TEST  FOR  EARLY 
DETECTION  OF  ORAL  CANCER:   AN  ADJUNCT 
TO  BIOPSY    (E.)   Srivastava,  Y.  C.  (MBBS,  Main 
Market.  Roorkee,  India)  and  M.  N.  Mathur.  Dent. 
Dig.    77(7):'»00-'*03,  1971. 

8711      SPLENOPORTOGRAPHY  AND  ABDOMINAL  AORTO- 
GRAPHY IN  HEPATIC  WOUNDS  UNDER  EXPERI- 
MENTAL CONDITIONS.   (Rus.)   Poluektov,  L.  V. 
Eksp.    Khir.    Anestesiol.    16(3):29-31.  1971. 


8312 


DIAGNOSTIC  MEASURES  IN  ACUTE  GASTRO- 
INTESTINAL HEMORRHAGE.   (Ger.) 
Stadelmann,  0.  (U.  Bonn  Polyclin   Germany)  and 
S.  E.  Miederer.  Dtsoh.   Med.    Woahensohr.    3b(2Q) . 
873-875.  1971. 


8313 


THE  VALUE  OF  SUCTION  BIOPSY  IN  THE 
CONTEXT  OF  GASTRIC  DIAGNOSIS  WITH 
SPECIAL  REFERENCE  TO  PERSONAL  EXPERIENCES.   (Ger.) 
Hubner.  A.  (Oskar  Ziethen  State  Hosp .,  Berl , n/ 
Lichtenberg).  Dtsch.    Gesundheztsw .    2b(23). 
13'*5-13'*9,  1971. 


8311,      AUGMENTED  HISTALOG  TEST.   A  PRELIMINARY 

STUDY   (E.)   Viranuvatti,  V.  (Mahidol 
U.  Sch.  Med..  Bangkok,  Thai  1  and )__,  0.  Ch^a^^^^' 
and  S.  Unakul.  J.   Med.   Assoc. 
320-328,  1971. 


Thai.    5'»(5): 


8315 


ROENTGEN  INTERPRETATION  OF  GASTRODUODENAL 
DISPLACEMENTS.   (E.)   Gupta,  S.  K. 

(V  J  Hosp.  Med.  Coll.,  Amritsar,  India),  Y.  P. 

Bhandari  and  N.  K.  Sarin.  Indzan  J. 

25(l):'t-12,  1971. 


Radiol. 


8316      DIAGNOSIS  OF  MUSHROOM  POISONING  BY 

CONCENTRATION  OF  SPORES  FOUND  IN 
GASTROINTESTINAL  CONTENTS  AND  FECES.   (Ger.) 
Machbert,  G.  (U.  Erl angen-Nuremberg  I "= t  ^eg 
Med.,  Germany)  and  I.  Wiesmeier.   Z.  Rechtsmed. 
68(3):115-123,  1971. 

8317  THE  PRESENT  DAY  STATE  OF  LIVER  PUNCTURE 
BIOPSY  BY  MENGHINI'S  METHOD.   (Ger.) 

Selmair,  H.  (City  Hosp..  Kassel   Germany) .   Z. 
Allgemeirmed.    47(19) =992-995 ,  1971. 

8318  DIAGNOSIS  OF  LIVER  AND  GALLBLADDER 
DISEASE  USING  AN  AUTOMATIC  COMPUTER. 

(Cz  )   Horejsi,  J.  (Inst.  Hematol .  Blood  Transfus.. 
Prague),  J.  Niki  and  D.  Zmeskalova.  Vmtrm  Lek. 
17(8):762-769,  1971. 

8319  GASTROSCOPY  IN  DISEASES  OF  VARIOUS 
ABDOMINAL  ORGANS.   (Rus.)   Kai-aey, 

I.  K.  and  I.  F.  Kislenskii.  Vestn.    Khzr.    107(7). 
27-30.  1971. 

8320  DIFFERENTIAL  DIAGNOSIS  OF  INTESTINAL 
HEMORRHAGE  IN  THE  DOG.   (Ger.)   Leemann, 

W.  (U.  Zurich  Vet.  Med.  d i n  .  ,  Swi tzerland) 
Schweiz.  Arch.   Tievheilkd.    1 13 (6) :324-329,  1971. 


B32I 


DOUBLE  RADIONUCLIDE  PANCREATIC  FUNCTIONAL 
SCINTIGRAPHY  WITH  A  PROCESS  COMPUTER. 
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(Ger.)   Hundeshagen,  H.  (Med.  Sch.,  Hanover, 
Germany),  H.  Creutzlg  and  H.  Dopslaff.  Radiol. 
Diagn.     (Bert.)    1 2  (2) :212-222,  1971. 


8322  USE  OF  A  PIEZOTRANSISTOR  FOR  A  PRESSURE 
SENSITIVE  RADIOTELEMETERING  CAPSULE. 

(E.)   Barbaro,  V.  (Inst.  Health,  Rome),  A.  D. 
Sargentini  and  M.  Frank.  R.C.    Rom.    Gastroenterol. 
3(l):3'»-37,  1971. 

8323  EXPERIENCE  IN  PERFORMANCE  OF  DUODENAL 
BIOPSY  IN  CHILDREN.   (Rus.)   Askambaeva, 

K.  A.  and  I.  I.  Grintsevich.  Pediatriia    (Mosk.) 
50(5):31-33,  1971. 


832'*      RADIOTELEMETRIC  DETERMINATION  OF  THE 

FUNCTIONAL  STATE  OF  THE  STOMACH  IN 
CHILDREN  WITH  DISEASES  OF  THE  DIGESTIVE  TRACT. 
(Rus.)   Kharatian,  A.  M.,  I.  A.  Bodnia  and  G.  N. 
Sadchikova.  Pediatriia    (Mosk.)    50(5) -12-1^ 
1971. 


Med.  U. 
1971. 

8327 


Budapest).  Orv.    Hetil.    11 2 (24) : 1 395-I 398, 


DOUBLE  DETECTOR  SCINTICAMERA  FOR 
VISUALIZATION  OF  COLD  NODULES  IN  BULKY 

ORGANS.   A  PRELIMINARY  PHANTOM  INVESTIGATION. 

(E.)   Mikolajkow,  A.  (Inst.  Oncol.,  Warsaw,  Poland) 

and  W.  K.  Jasinski.  Nual.   Med.     (Stuttg.)    10(2)- 

201-203,  1971. 


8328      DEMONSTRATION  OF  UR INOBI L INOGEN  BY 

TEST  RODS.   A  PRACTICAL  SCREENING  TEST, 
PARTICULARLY  FOR  GROUP  EXAMINATIONS.   (Ger.) 
Kathke,  N,  (Govt.  Health  Dept.,  Munich,  Germany), 
Munch.   Med.    Woahensahr.    1 1  3  (2'»)  .-916-918,  1971. 


8329      PERCUTANEOUS  TRANSHEPATIC  CHOLANGIO- 
GRAPHY.  (E.)   Venkataraman,  M.  S. 
(Govt.  Gen.  Hosp.,  Madras,  India)  and  M.  G. 
Varadarajan.  Medisaope    1 3  (1 2) :601 -6O8,  197). 


8325      ROENTGENOLOGIC  STUDIES  IN  DISEASES  OF       8330 

THE  DIGESTIVE  TRACT  IN  CHILDREN.   (Rus.) 
Filippkin,  M.  A.  Pediatriia    (Mosk.)    50(5):8-ll.      Australia 
1971. 


ANAPHYLAXIS  TO  BROMSULPHTHALE I N.   (E.) 
Cooksley,  W.  G.  E.  (Roy.  Hosp.,  Brisbane, 
I.  Med.    J.    Aust.    2(5):257-258,  I971. 


8326      RADIOISOTOPE  RENOGRAPHY  FOR  DETERMINATION 

OF  THE  CAUSE  OF  RECURRENT  ABDOMINAL 
PAIN  OF  CHILDHOOD.   (Hun.)   Siegler,  J.  (Semmelweis 


8331      PERICARDIAL  CALCIFICATION  SIMULATING 

EXTRAVASATION  OF  BARIUM.   (E.) 
Thomas,  T.  V.   (VA  Hosp.,  Kansas  City,  Mo.). 
Postgrad.    Med.    50(3): 63-65,  1971. 


I 


See  also  numbers:   8232,  8335,  8/.I5,  8^*22,  8765,  8766,  8913 
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8332      MOTILITY  STUDIES  OF  THE  TERMINAL 

ESOPHAGUS  IN  CHILDREN  WITH  HIATAL 
HERNIA.   (Ger.)   Kehrer  B.  (Univ  Pediatr  Surg. 
Clin   Bern,  Switzerland)  and  A.  Oesch.   Z. 
Kinderahir.    IOCB/M  :  Sf^S-SSS,  1971. 

An  area  of  increased  intraluminal  pressure  in  the 
reqion  of  the  gastroesophageal  sphincter  was 
demonstrable  in  32  normal  infants  between   and 
20  months  of  age.   A  similar  area  was  demonstrable 
in  8  of  9  children,  aged  3  months  to  12  yr   in   _ 
he  presence  of  achalasia  or  sliding  hiatal  hern, a 
without  fixation  of  the  lower  esophagus  m  the 
thorax.   It  was  not  demonstrable  in  any  of  b 

hi  dren,  aged  2  months  to_8  yr.  In  -  -  ^'^'^-^^^ 
hiatal  hernia  was  accompanied  by  fixation  of  the 
lower  esophagus,  as  above.   Following  p  ication 
of  the  fundus,  the  "pressure  barrier^  in  the 
terminal  esophagus  was  ^emonst rable  i n  al   6  ot 
them,  appearing  to  involve  a  part  of  the  ower 

b^iar'esophagus,  as  well  as  the  -^^i  u  um 
and  showing  a  wider  range  of  P'""^^;!'-",  ^^^",''r' 
displayed  by  normal  controls.  Although  gastro 
eiophageal  reflux  did  not  appear  to  be  caused  by 
The  absence  of  this  pressure  barrier,  the  presence 
of  even  slightly  increased  pressure  in  the  area 
appeared  to  be  able  to  prevent  it. 

R^^7      RESULTS  OF  THE  SURGICAL  TREATMENT  OF 

^^  HEMORRHAGING  ESOPHAGEAL  VARICES  USING 

PORTACAVAL  ANASTOMOSIS  OR  LIGATURE  OF  THE  VARCES. 
(Ger  )   Stelzner,  F.  (Univ.  Surg.  Clin.,  Hamburg 
Eppe^dorf.  Germany).  Bruns  Beitr.    Kl^n.    Ch^v. 
2l8(8):673-678.  1971. 

Ligation  of  hemorrhaging  esophageal  varices  was 
practiced  in  61  patients  for  whom  portacaval 
shunt  was  contraindicated  because  of  ^f  }^^\' 
55  yr)  and  the  presence  of  cirrhosis  of  the  1 iver 
(52';f  61).  portal  thrombosis  (7  of  61)  or  hepatic 
fibrosis  (2  of  61).  At  the  time  of  report  39 
of  the  52  cirrhotic  patients  had  died,  with  a 
maximal  survival  time  of  2  yr  ^  -^^^s-^,^^^^ 
longest  survival  time  among  the  13  c'^'^hotic 
urvtvors  had  been  k   years,  k   months. _  The  ongest 
survival  time  among  the  9  non-ci rrhot ,c  Pat  en  s, 
all  of  whom  were  still  living,  had  been  5  yr,  I 
months. 

8331,      CEREBRAL  FOOD  EMBOLISM  SECONDARY  TO 

ESOPHAGEAL-CARDIAC  PERFORATION.   (E.) 
Itabashi,  H.  H.  (^^^^or  Gen.  Hosp   Torrance 
Calif.)  and  L.  0.  Granada.  JMiA   219(3) -373  3/b, 
1972. 

A  23-yr-old  mentally-retarded  male,  with  features 
suggesting  deLange's  syndrome,  who  died  of 
multiple  miliary  cerebral  infarcts  due  to  food 
emboli  is  presented.   The  food  particles  gained 
entrance  iSto  the  cerebral _ci rculat ion  t  rough 
an  esophageal-cardiac  opening  as  a  result  ot  a 
perforation  in  the  bed  of  a  chronic  esophageal 


ulcer  into  the  left  auricle.  Terminally,  the 
pattent  suffered  a  sudden  catastrophe  characterized 
by  hematemesis,  coma,  bladder  and  bowe   in- 
continence,  labored  breathing  and  shock,  and  he 
d°ed  n  hr  later  without  recovering  consciousness. 
At  autopsy  the  brain  contained  countless  acute 
miliary  infarcts  of  the  same  age,  a"d  re  ated 
arteriL  were  occluded  with  food  emboli  located 
in  the  immediate  vicinity.   Other  organs  did  not 
eveal  any  infarcts,  but  many  small  blood  vessels 
in  the  heart,  liver,  and  lungs  contained  food 
emboli  similar  to  those  in  the  brain. 


8335 


AN  IMPROVED  METHOD  FOR  DETECTION  OF 
GASTROESOPHAGEAL  REFLUX.   (E.)   McAlhany, 
1   C   Jr   (U.  Florida  Coll.  Med.,  Gainesville), 
h!  f'. 'Thomas  and  E.  R.  Woodward.  Suvg.    form 
22:331-333,  1971. 

Patients  were  prepared  for  study  by  placing  200 
ml  of  0.1  N  HCl  into  the  stomach  by  aLevin  tube. 
The  esophagus  was  then  cleared  by  having  the 
patient  swallow  water.   In  l^*  patients  the  pH  of 
The Isophagus  was  measured  by  a  Heidenberg  pH 
tetemetry  capsule  placed  in  the  term.na  eso  hagus. 
5  cm  proximal  to  the  lower  ^Ph'^^^^er.  Valsalva 
and  Mueller  maneuvers  were  P^-'f^f^^^^  '^^^°f 
sitting  and  supine  positions.   All  patients 
tested  by  this  method  had  a  pH  of  less  than  h    in 
thi Tower  esophagus,  as  measured  by _te  standard 
technique  of  inserting  the  "psule  into  the 
stomach  and  then  withdrawing  it.   Antegrade 
passage  of  the  capsule  showed  a  ^ «-  "^P^.^f/  ,^ 
pH  in  only  9  of  the  \k   patients,  ^hus  5  of  he 
patients  had  false  positive  tess  ^Y  the  with 
drawal  method.   In  56  additional  patients,  ante 
gade  insertion  of  the  standard  pH  probe  and  open 
?in  calheter  was  performed.  The  probe  was  passed 
n'2  cm  t  c  ements  from  the  upper  esophagus  into 
he  stomach,  and  Valsalva  and  Mueller  maneuvers 
iere  performed  every  6  cm,  until  the  probe  passed 
into  the  stomach.  The  standard  withdrawal  test 
was  then  performed  in  the  same  manner.   No 
Tastrointestinal  reflux  was  detected  by  e- ther 
method  in  21  of  the  56  patients   "o^^^^-^'  f^ 
patients  showed  an  esophagea  pH  of  less  than  J 
bv  the  retrograde  method,  while  in  10  of  these 
pit  ents  the  pH  remained  at  or  near  neutrality 
untifthe  probe  passed  through  the  lower  esophageal 
sphi  ncter. 


8336 


LOWER  ESOPHAGEAL  SPHINCTER  DYSFUNCTION 
IN  ACHALASIA.   (E.)  Cohen  S.  f"- 

Pennsylvania  Hosp.,  Philadelphia  and  W.  Lipshutz. 

GLJ.nteroZogj/6l(6):8l'*-820,  1971. 

The  effect  of  pneumatic  dilation  on  the  resting 
levef  of  ower'esophageal  sphincter  P-ssure  and 

he  ower  sphincter  pressure  dun  ng  d-Sl^^'  ""^^^ 
was  studied  in  20  normal  subjects  and  I6  patients 
wtth  achalasia.  Manometric  measurements  made 
before  delation  revealed  that  patients  with 
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achalasia  had  resting  pressures  twice  that  seen 
in  normal  subjects  and  the  sphincter  pressure  did 
not  decrease  to  the  level  of  gastric  pressure 
during  deglutition.   Whereas  in  the  patients 
with  achalasia,  pneumatic  dilation  was  followed 
by  a  reduction  in  the  resting  pressure,  the 
percentage  by  which  lower  esophageal  sphincter 
pressure  decreased  during  swallowing  was  the 
same  before  and  after  dilation.   The  residual 
pressure  present  in  patients  with  achalasia  seems 
to  be  a  function  of  the  resting  pressure  at  which 
swallowing  is  initiated,  this  relationship 
remaining  the  same  before  and  after  pneumatic 
dilation.   Thus,  an  obstruction  to  esophageal 
emptying,  the  magnitude  of  which  is  a  direct 
function  of  the  resting  pressure,  may  result 
from  the  residual  sphincter  pressure  seen  in 
these  patients. 


8337      RECURRENCES  OF  HIATUS  HERNIA  IN  CHILD- 
HOOD.  (Ger.)   Von  Der  Oelsnitz,  G. 
(City  Hosp.,  Bremen,  Germany)  and  F.  Rehbein. 
Paediatr.    Prax.    10(2) :21 1-222 ,  1971. 


SS'tS      IMMEDIATE  AND  LATE  RESULTS  AFTER  THE 
CREATION  OF  AN  ARTIFICIAL  ESOPHAGUS. 
(Rus.)   Petrov,  B.  A.  and  A.  P.  Sitnik.  Khirurqiia 
(Mask.)   '(7(5): 26-34,  1971. 


83^16      REVASCULARIZATION  OF  THE  TRANSPLANT  IN 
TOTAL  LARGE  INTESTINAL  ESOPHAGOPLASTY. 
(Rus.)   Berezov,  I.  E.,  S.  S.  Emelianov  and  M.  D. 
Lapin.  Khirurgiia    (Mask.)    ^7(5) : IO3-IO5,  I971. 

83't7      SUPERFICIAL  CARCINOMA  OF  THE  ESOPHAGUS: 
REPORT  OF  TWO  CASES.   (Jap.)   Yamamoto, 
Y.,  T.  Hiyake  and  J.  Ariyoshi.  Naika  Hokan    (Jap. 
Arah.    Intern.   Med.)    l8(2):59-68,  1971. 


8348      COMPENSATION  OF  DIGESTION  AFTER  RESEC- 
TION OF  THE  LOWER  THIRD  OF  THE  ESOPHAGUS 
AND  THE  CARDIA  \;ITH  INTERPOSITION  OF  A  SEGMENT 
OF  THE  SMALL  INTESTINE.   (Rus.)   Babichev,  S.  I. 
and  B.  S.  Briskin.  Khirurgiia    (Mask.)    47(5): 
135-142,  1971. 


8338      SURGICAL  TREATMENT  OF  STENOSIS  OF 

ESOPHAGUS  RESULTING  FROM  PEPTIC  ULCERA- 
TION AND  CAUSTIC  BURNS.   (Hun.)   Rubanyi ,  P. 
(Semmelweis  Med.  U.,  Budapest)  and  L.  E.  Szabo. 
Magy.    Sebesz.    24  (3) : 145-1 51  ,  1971. 


8349      THE  SURGICAL  TREATMENT  OF  CARD lOESOPHAGEAL 

CANCER.   (Rus.)   Napalkov,  P.  N.  and 
A.  U.  Krasner.  Khirurgiia    (Mask.)    47(5) : 1 21-125 
1971. 


8339      BONE  METASTASES  FROM  CANCER  OF  ESOPHAGUS 

(22  CASES).   (Fr.)   Adenis,  L.,  A. 
Lequint  and  G.  Giaux.  Lille  Med.    16 (6) : 835-842 
1971. 


8350      SARCOIDOSIS  OF  THE  ESOPHAGUS.   (E.) 

\/iesner,  P.  J.,  M.  S.  Kleinman  (U. 
Rochester  Sch.  Med.,  N.  Y.),  J.  J.  Condemi ,  S.  A. 
Resnicoff  and  S.  I.  Schwartz.  Am.    J.    Dig.    Dis. 
16(10):943-951,  1971. 


8340      HIATUS  HERNIA.   (E.)  Gillison,  W.  (Gen. 

Hosp.,  Nottingham,  England).  Lancet 
2(7719):315,  1971. 


8341      WAYS  FOR  REDUCTION  OF  POSTOPERATIVE 

COMPLICATIONS  DUE  TO  INADEQUACY  OF  THE 
ESOPHAGO- INTESTINAL  ANASTOMOSIS.   (Rus.)   Bondar, 
G.  V.  and  I.  D.  Baidalin.  Klin.    Kiiir.    5l(5):l-5' 
1971. 


8342      RECURRENCE  OF  A  TRACHEO-ESOPHAGEAL 

FISTULA  FOLLOWING  RADICAL  SURGERY  FOR 
CONGENITAL  ESOPHAGEAL  ATRESIA.  (Rus.)  Babliak 
D.  E.  Klin.    lOiir.    51(5):8-12,  I971. 


8343      RECONSTRUCTIVE  OPERATIONS  ON  THE 

ARTIFICIAL  ESOPHAGUS.   (Rus.)   Shalimov, 
A.  A.,  A.  G.  Vinnichenko  and  G.  0.  Grigorian. 
Klin.    Kliir.    51(5):12-I5,  1971. 


8344      COMPLICATIONS  OF  ESOPHAGEAL  DIVERTICULA 

(CLINICAL  AND  RADIOLOGIC  DIAGNOSTIC 
DATA).  (Rus.)  Rosenfeld,  L.  G.  Klin.  Khir. 
51  (5):15-20,  1971. 


8351      ESOPHAGEAL  DIVERTICULA  (19  CASES). 

(Run.)   Lazar,  C.  (Inst.  Pharm.  Med., 
lasi,  Rumania),  M.  Chifan  and  C.  Dolinescu. 
Chirurgia    (Buaur.)    20  (7) : 61 9-627,  1971. 


8352      RESULTS  OF  TREATMENT  OF  SEVERELY 

bIeEOING  ESOPHAGEAL  VARICES.   (E.) 
Ungeheuer,  E.  (Northwest  Hosp.,  Frankfurt  a.  M., 
Germany)  and  H.  Dalichau.  J.    Cardiovasa.    Surg. 
12(2):140-142,  1971. 


8353      A  CASE  OF  ESOPHAGEAL  CYST  OF  BRONCHOGENIC 

ORIGIN.  (Sp.)  Perez  Inigo  Quintana, 
F.  (Mil  it.,  Hosp.,  San  Sebastian,  Spain),  Med. 
Cir.   Guerra   33(5): 19-23,  1971. 


8354      PERFORATION  OF  THE  ESOPHAGUS.   (Hun.) 

Barna,  L.  (Semmelweis  Med.  U.,  Budapest), 
B.  Sulyok  and  G.  Mihok.  Magy.    Sebesz.    24(3): 
152-157,  1971. 


8355      MODIFICATION  OF  TEFLON  ESOPHAGEAL 

DILATORS  FOR  BLIND  DILATION  OVER  A 
STRING.   (E.)   Emerson,  E.  B. ,  Jr.  (Town  of  Webb 
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Health  Ctr.,    Old   Forge,    N.    Y.).      J.    Thorac. 
cZdlovasc.    Surg.    e2{2) -.ZkQ-lkS ,    1971. 


8356 


CONGENITAL  STEIIOSIS  OF  THE  ESOPHAGUS. 

(Fr  )  Despons,  J.  (Portmann  Found., 
Bordeaux,  France)  and  J.  L.  Despons.  Grenoble 
Med.    Chir.    9(9) -.303-305,  1971. 


9,-icn  MALLORY  WEISS  SYNDROME.   (E.)   Hollander, 

"  L  F  (Civil  Hosp.,  Strasbourg,  France), 
J  J  Kohler  and  J.  Nonnenmacher .  J.  Abdom.  Surg. 
13(7):15l-155,  1971. 


8358 


ESOPHAGOSCOPY  AS  AN  EXPLORATORY  METHOD 
IN  INTERNAL  MEDICINE.   (Ger.)   Schmid 

Med.  Clin.,  Lubeck,  Germany), 
lich  and  U.  Ritter.  Internist 


RiAA      MASSIVE  HIATAL  HERNIA  ASSOCIATED  WITH 
^^        SJsTRO INTESTINAL  HEMORRHAGE  AND  SEVERE 
SECONDARY  ANEMIA.   (Rum.)   Popescu,  M.  (Br i ncovenesc 
Hosp.,  Bucharest),  E.  A.  Popescu  and  L.  Stanescu. 
Viata  Med.    1 8(8) : 359-362,  1971. 

8367  A  RARE  CASE  OF  LATE  PULMONARY  COMPLICA- 
TION OF  HIATAL  HERNIA.   (Hun.)   Trojan, 

1   J   Inre  and  F.  Kulka.  Tuberk.    Tudobet. 
(didapest)   2M3):89-91.  1971. 

8368  CURRENT  HIATAL  HERNIA  REPAIRS:   SIMILARI- 
TIES  MECHANISMS,  AND  EXPENDED  INDICA- 
TIONS -  AN  AUTOPSY  STUDY.   (E.)   Butterfield, 

W.  c!  (U.  Connecticut  Sch.  Med.,  Storrs) .  Surgery 
69(6):910-916,  1971. 


E.  (Med.  Acad.  1st 
J.  Krautheim,  C.  B 
Fvax.    ll(3):369-373,  1971 


8359 


SURGERY  OF  LEIOMYOMA  OF  THE  ESOPHAGUS: 
REPORT  OF  12  OPERATIONS.   (Fr.) 

Toumieux,  B.  (Marie  Lannelongue  Ctr.  Thorac. 

Cardiovasc.  Surg. ,  .Pari s) ,  P.  Levasse-r  and  A. 

Roj  as  Miranda.  Chirurg^e  31  W  ■■^5^-5^^  ,    1971. 


THORACIC  DUCT  DRAINAGE  IN  THE  TREATMENT 
OF  BLEEDING  ESOPHAGEAL  VARICES.   (E.) 


8360 

Rigas,  A.  Tst^trCen:  "osp.  ,  Athens)  and  E 
Tsardakas.  J.    Cardiovasc.    Surg.    12  (2) :  l^tS-HS, 
1971. 


836 


LARYNGEAL  SEIZURE  AS  FIRST  MANIFESTATION 
OF  A  DIVERTICULUM  OF  THE  CERVICAL  PART 
OF  THE  ESOPHAGUS.   (Fr.)   Gignoux,  M. ,  H.  Martin, 
P  Gadot  and  B.  Gignoux.  Ann.    Otolaryngol.    Chzr. 
c'ervicofao.    88(4-5)  =233-23'* ,  1971. 


8362 


PHARYNGO-ESOPHAGEAL  DIVERTICULUM.   (Por.) 
Branco  Ribeiro,  E.  (Sao  Lucas  tanit 

Sao  Paulo,  Brazil).  An.    Paul.   Med.    Ctr.    98(2): 

85-117,  1971  . 


8363 


TWO  CASES  OF  EARLY  ESOPHAGEAL  CANCER. 
(Jap.)   Ishigami,  K.  and  M.  Hirooka. 


Jap.   J.   Clin.   Med.    29(1 )  =  1'*1-1'»8,  1971. 

836A      RADIOLOGIC  FEATURES  OF  ESOPHAGEAL 

DIVERTICULUM.   (Rus.)   Kolomi i chenko, 
M   I.  and  L.  G.  Rozenfeld.  Khirurgiia    (Mosk. ) 
'+7(7):135-139,  1971. 


8365 


CLINICAL  FEATURES  AND  THERAPY  OF 
ESOPHAGEAL  DIVERTICULA.   (Ger.) 
Boettcher,  I.  (Essen  Clin  .  Germany)  and  V 
Kindhauser.  Zentralbl.    Chvr.    96(2^:793-798, 
1971. 


8369 


AN  AUTOPSY  CASE  OF  ESOPHAGEAL  CANCER 
SHOWING  PECULIAR  ENCROACHMENT  ON  THE 
STOMACH.   (Jap.)   Kaneko,  H.  (Red  Cross  Hosp., 
Nagaoka,  Japan),  A.  Okamura,  ^  ■  '  |k^"°^"d/- 
Hojo.  Stomach  Intest.    (Tokyo)   6(5) :553-557 ,  1971, 


8370 


A  CASE  OF  EARLY  CANCER  OF  THE  THORACIC 
ESOPHAGUS  WITH  SMALL  LESIONS  OF 
EPITHELIAL  DYSPLASIA.   (Jap.)   Ar imor i  ,  M.  (Ke io_ 
S   Sch  Med.,  Tokyo),  T.  Kakegawa  and  Y.  Kumaga. 
Stomach  Intest.    (Tokyo)   6  (5)  :559-56'4 ,  1971. 


8371 


A  CASE  OF  EARLY  ESOPHAGEAL  CANCER. 

(Jap.)   Shigesmatsu,  S.  (Kanto  Rosai 
Hosp.,  Kawasaki,  Japan) ,TMiki  and  I   Ok,. 
Stomach  Intest.    (Tokyo)    6  (5)  :565-568  ,  1971. 


THREE  CASES  OF  EARLY  CARCINOMA  OF  THE 
ESOPHAGUS.   (Fr.)   Chri st i en , _G.  U4 


8372 

rue   DucouedrcV'LTrient:    France)  .    5-,,^°^;i;^^::t^80 
and   P.    Buquen.      Sem.    Hop.    Parts  W  (23)  .  1 '<7b    I40U, 

1971. 

«77^      ANNULAR  AND  SUBMUCOSAL  CARCINOMA  OF 
^^"      THE  LOWER  ESOPHAGUS  RESEMBLING  MEGA- 
ESOPHAGUS.   (Fr.)   Simon,  G.  C  (Cent.  Hosp  . 
Montfermeil,  France).  Sem.    Bop.    Parts   hUn)  . 
Iit8l-1'*8i4,  1971. 


837/*      BE7.0AR  OF  THE  ESOPHAGUS.   (Fr.) 

Gautier  Benoit,  C.  (CHU  Gen.  Surg. 
Serv.,  Lens,  France).  Sem.    Hop. 
\klh-\hl5,   1971. 


Paris   147(23) 


8375 


SURGICAL  TREATMENT  OF  COMPLICATIONS  OF 
ESOPHAGEAL  INJURIES  UNDER  JOINT 

COLLABORATION  OF  A  SURGEON  AND  OTOLARYNGOLOGIST. 

(Cz.)   Machacek,  M.  (Dist.  Public  Health  Inst., 

PlJek  Czechoslovakia)  and  J.  Manak.  Rozhl. 

Chir.    50(6):315-318,  1971. 
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8376      HEMANGIOMAS  OF  THE  ESOPHAGUS. 
Loughry,  R.  U.  Roaky  Mt.   Med. 
37-39,  1971. 


a377 


(E.) 
J.   68(7) 


ZENKER'S  PHARYNGOESOPHAGEAL  DIVERTICULUM. 

(Rum.)   Papal ,  Z.  (1st  Surg.  Clin.  , 
Tirgu  Mures,  Rumania),  M.  lonescu,  G.  Stanciu 
and  R.  Lupeanu.  Rev.   Med.    (Tirqu  Mures)    17(l)- 
97-99,  1971. 


8378      TRAUMATIC  DIAPHRAGMATIC  HERNIAS.   (it.) 

Calvanese,  F.  (United  Hosp.,  Salerno,' 
Italy),  E.  Pignataro  and  M.  Giuliano.  Rass.  Int 
Clin.    Ter.    51 (l):38-47,  1971. 


8379      PERSONAL  EXPERIENCE  IN  THE  TREATMENT  OF 

MEGAESOPHAGUS  BY  HELLER'S  OPERATION. 
(It.)   Jovino,  R.  (U.  Naples  Inst.  Semeiot.  Surg., 
Italy),  M.  L.  Santangelo,  A.  Renda  and  B. 
Buonomo  La  Rossa.  Rass.    Int.    Clin.    Ter     51  (^)- 
I'tS-lSB,  1971. 


8380      PRIMARY  OESOPHAGEAL  VARICES.   CASE 

REPORTS  WITH  A  REVIEW  OF  THE  LITERATURE 
(E.)   Tonelli,  S.  (U.  Rome  Dept.  Pathol.)  and  G. 
Campanelli.  R.C.    Rom.    Gastroenterol.    3(1) -1^-22 
1971.  ' 


(Sp.)   Sanchez  Zinny,  J.  (j.M.  Ramos  Mejia  Hosp 
Buenos  Aires,  Argentina),  J.  C.  Baccaro,  H.  Sonez 
and  C.  Lopez  Fresco.  Prensa  Med.    Arqent.    58(lO)- 

525-530.  1971.  ^  y    '■ 


8382      CONGENITAL  HIGH  ESOPHAGOTRACHEAL 

FISTULA  WITHOUT  ESOPHAGEAL  ATRESIA. 
(Ger.)   Haller,  R.  (Pediatr.  Hosp.,  St.  Gallen, 
Switzerland)  and  A.  Nussbaumer.  Praxis   60(24)' 
823-824,  1971. 


8383      SARCOMA  OF  THE  ESOPHAGUS.   (Pol.) 

Majewski,  W.  (Med.  Acad  1st  Surg.  Clin. 
Gdansk,  Poland)  and  I.  Malowanczyk.  Pol     Przeal 
Chir.    43  (6): 897-900,  1971.  ■ 


8384      PROPHYLACTIC  CENTRAL  SPLENORENAL  SHUNT 
IN  THE  TREATMENT  OF  ESOPHAGEAL  VARICES 
AND  HYPERSPLENIC  THROMBOCYTOPENIA.   (Pol.) 
Jankau  0.  (Med.  Acad  1st  Surg.  Clin.,  Gdansk, 
Poland),  T.  Dyk,  W.  Gacyk  and  J.  Dybicki.  Pol 
Tyg.    Lek.    26  (2  1 ): 802-803  ,  1971. 


8385 


Rouen , 


STENOSING  PEPTIC  ESOPHAGITIS  IN  ADULTS. 
(Fr.)   Colin,  R.  (CHU  Clin.  Med.  Serv., 
France).  Quest  Med.    24 (l 2) : 1 339-1 345 ,  1971, 


8381      HIATAL  HERNIA:   DIAGNOSIS,  AND  INDICATIONS 
FOR  AND  RESULTS  OF  SURGICAL  TREATMENT. 


8386      LOWER  ESOPHAGUS  LINED  WITH  COLUMNAR 

EPITHELIUM  (43  ENDOSCOPIC  OBSERVATIONS) 
(Fr.)   Savary,  M.  (ORL  Univ.  Clin.,  Lausanne, 
Switzerland).  Praot.    Otorhinolarynqol .    33(2)- 
65-85,  1971. 


See  also  numbers:   8I36,  8410,  8504,  8796 
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8387      EFFECT  OF  INDOMETHACIN  ON  DOG  GASTRIC 

MUCOSAL  PERMEABILITY.   (E.)   Cohen, 
M.  M,  (Harvard  Med.  Sch.,  Boston,  Mass.)  and  W. 
Silen.  Surg.    Forwm  22:313-315,  1971. 

Three  mongrel  dogs  with  antrectomy  and  gastro- 
ielunostomy  treated  1  month  postoperatively  with 
indomethacin  (2  mg/kg/day  for  6-7  weeks  p. o.) 
showed  progressive  increase  in  permeability  of 
the  fundic  mucosa  to  H+  on  days  5,  8  and  10  after 
treatment.  Ten  weeks  after  termination  of 
therapy  2  dogs  still  showed  significant  increase 
in  mucosal  permeability.  The  results  suggest 
that  the  therapeutic  dose  of  indomethacin  pro-_ 
duced  chronic  irreversible  impairment  of  gastric 
mucosal  barrier  to  H+. 


HOOGKIN'S  DISEASE  OF  THE  STOMACH.   (E.) 
Ben-Asher,  H.  (230  South  St.,  Morristown, 
Am.   J.   Gastroenterol.    56(5)  :'*do-'»71  , 


8388 

N.  J.) 
1971. 

A  i»2-yr-old  woman  presented  with  10-yr  history  of 
nausea,  vomiting  and  epigastric  pain.  Cholecystec- 
tomy revealed  acute  and  chronic  cholecystitis   _ 
and  cholelithiasis  following  which  the  epigastric 
pain  did  not  subside.   Upper  gastrointestinal 
series  showed  an  esophageal  hiatus  hernials  well 
as  a  5-cm  round  mass,  with  no  irregularities  or 
nodularity  along  the  midportion  of  the  greater 
curvature  of  the  stomach.  An  ulcer  was  also_ 
found  within  the  mass.  At  surgical  exploration, 
regional  lymph  nodes  were  enlarged  and  biopsy  and 
frozen  section  revealed  malignant  lymphoma  after 
which  an  Q0%   subtotal  gastrectomy  and  omentectomy 
were  performed.  Microscopically,  the  mass  con- 
sisted  of  a  mildly  pleomorphic  cellular  infiltrate 
of  mononuclear  reticular  cells,  small-  and  medium- 
sized  aggregated  lymphocytes,  eosinophils  and 
occasional  double-nucleated  Reed-Sternberg  cells. 
The  ulcer  was  seen  to  extend  into  the  muscularis^ 
mucosae.  The  pathological  diagnosis  was  Hodgkin  s 
disease  of  the  stomach  of  the  sarcoma  type. 
Following  surgery  the  patient  was  started  on 
chemotherapy  and  has  improved  considerably  with 
no  recurrence  of  pain. 


emptying  rates  did  not  affect  3H-digoxin  absorption 
in  these  studies.   Thin-layered  chromatography 
revealed  that  99°^  of  the  radioactivity  in  the 
residual  gastric  contents  was  in  the  unchanged 
digoxin  fraction.  Although  ^H-digoxin  was  absorbed 
in  the  stomach  of  most  patients,  this  does  not _ 
seem  to  be  the  primary  site  of  digoxin  absorption. 

8390      THE  PREVALENQE  AND  SIGNIFICANCE  OF 

CIRCULATING  ANTIBODIES  TO  GASTRIC 
INTRINSIC  FACTOR  AND  PARIETAL  CELLS  IN  GASTRIC 
CARCINOMA.   (E.)   Ungar,  B.  (Roy.  Melbourne  Hosp., 
Australia),  R.  G.  Strickland  and  C.  M.  Francis. 
Gut   12(11) -.903-905,  1971. 

Subjects  consisted  of  60  patients  with  a  proven 
diagnosis  of  gastric  carcinoma  while  the  controls 
for  tests  for  antibody  to  intrinsic  factor  were 
500  blood  donors  and  1100  hospital  patients  and 
the  controls  for  antibody  to  parietal  eel  s  were 
600  blood  donors  and  apparently  healthy  elderly 
subiects   Circulating  antibody  to  gastric  in- 
tr?nsic  factor  was  found  in  1  of  23  femaleswith 
gastric  carcinoma  and  in  none  of  37  males;  in  4 
of  800  female  controls  and  in  1  of  800  malecon 
trols.   Circulating  antibody  to  gastric  parietal 
cells  was  found  in  7  of  23  females,  and  in  6  of 
37  males  with  gastric  carcinoma  all  of  whom  were 
over  60  yr  old,  and  in  M  of  800  female  controls 
and  2^4  of  800  male  controls.   In  carcinoma 
patients,  antibodies  were  always  found  'n  those 
over  60  yr  old,  but  21  of  23  females  and  27  of 
37  males  were  in  this  age  bracket.  Among  controls, 
300  females  and  300  males  were  over  60  yr  and 
k   of  5  positive  for  intrinsic  factor  ant , bodies 
were  over  60  {k   females.  1  male),  while  39  of  65 
with  parietal  cell  antibodies  were  over  60  yr. 
Using  age-matched  controls,  it  was  seen  that 
prevalence  of  either  type  of  antibody  was  not 
significantly  elevated  in  carcinoma  patients. 
Reduced  levels  of  serum  vitamin  B,2  were  observed 
in  all  59  patients  tested,  including  1  who  had 
been  on  parenteral  vitamin  B,2  for  pemicious 
anemia  diagnosed  elsewhere  l6  yr  prior  to  the 
diagnosis  of  gastric  carcinoma. 


8389 


TRITIATED  DIGOXIN  XVI.   GASTRIC  ABSORPT 
(E.)   Hall,  W.  H.  (VA  Little  Rock  Hosp. 
'Ark.)  and  J.  E.  Doherty.  Am.    J.    Dig.    Dis.    l6(10) 
903-908,  1971. 

Gastric  absorption  of  ^H-digoxin  was  studied  in 
13  patients  with  various  gastrointestinal  and 
other  diseases  by  infusing  a  test  meal  of  750  ml 
of  \Q%   glucose,  phenol  red,  and  ^H-digoxin. 
Tritium-labeled  digoxin  was  absorbed  in  the 
stomach  of  9  of  13  patients  independent  ofacid 
concentrations  found  in  the  residual  gastric  con- 
tents. Digoxin  was  not  absorbed  in  the  stomachs 
of  2  patients  with  gastric  ulcer,  1  with  hiatal 
hernia,  and  1  with  pernicious  anemia.  Gastric- 


8391 


PYLORIC  STENOSIS:   FATHER  AND  TWO  SONS. 
(E.)   Meyer,  B.  P.  (Ohio  State  U. 
ON   Child.  Hosp.,  Columbus)  and  R.  Johnsonbaugh . 
Pediatrics   148(5)  :K26-827,  1971. 


Pyloric  stenosis  occurred  in  a  family  with  the 
father  and  first  2  offspring  sons  being  affected. 
The  patients  were  first  seen  at  the  hospital 
with  a  history  of  projectile  vomiting  within  5 
weeks  of  their  births.   In  all  3  instances  a 
pyloric  tumor  was  found  at  laparotomy,  and  in 
the  father's  case  a  Ramstedt  procedure  was  per- 
formed, while  both  siblings  underwent  pyloro- 
myotomy.   In  the  father  and  1  sibling  the  recovery 
was  uneventful  while  the  other  son  had  small 
amounts  of  emesis  with  each  feeding  for  a  period 
of  3  days;  no  recurrence  has  occurred. 
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8392      DUODENAL  OBSTRUCTION  -  AN  UNUSUAL  COM- 
PLICATION OF  A  GASTROSTOMY  FEEDING 
CATHETER.   (E.)   Goodman,  L.  R.  (Boston  City 
Hosp.,  Mass.),  J.  Wittenberg  and  R.  Messer.  Br. 
J.  Radiol.    itA  (527):  883-884,  1971  . 

During  the  fourth  week  following  gastrostomy,  a 
79-yr-old  male  patient  experienced  intermittent 
eructation,  bloating,  constipation  and  occasional 
postprandial  vomiting.   On  day  35,  a  plain  film 
of  the  abdomen  revealed  a  3.5-cm  soft  tissue 
density  to  the  right  of  the  second  lumbar  vertebra. 
No  gastric  dilatation  was  noted,  but  a  barium 
swallow  demonstrated  a  large  filling  defect  at 
the  base  of  the  duodenal  bulb.   Barium  injected 
into  the  gast rostrostomy  tube  entered  into  the 
duodenum  directly.   Herniation  of  a  gastrostomy 
tube  into  the  duodenum,  although  an  easily 
correctable  complication,  can  result  in  significant 
morbidity  and  occasional  mortality  if  unrecognized. 
To  avoid  the  complication  when  the  catheter  is 
placed  in  the  stomach,  the  balloon  should  be 
inflated  and  the  tube  gently  retracted  until  the 
resistance  of  the  anterior  abdominal  wall  is  met. 
The  tube  can  then  be  marked  with  an  indelible 
marker  or  wrapped  with  tape  at  the  skin  surface. 


8393      GASTRIC  OPERATION  FOR  OBESITY,  FIVE- 
YEAR  FOLLOW-UP.   (E.)   Foley,  T.  M.,  Jr. 
(U.  Iowa  Coll.  Med.,  Iowa  City)  and  E.  E.  Mason. 
Surg.    Popwm  22:31 1-312,  1971. 

A  gastric  bypass  similar  to  subtotal  gastric 
resection  was  performed  on  75  obese  or  duodenal 
ulcer  patients  over  a  5-yr  period;  2  died  of 
peritonitis  and  2  from  pulmonary  embolism;  15 
had  a  weight  loss  of  68  kg  or  more.   Subsequently 
30  of  these  patients  underwent  a  gastroplasty. 
One-fourth  of  the  operations  included  cholecy- 
stectomy; 16  patients  had  pann i culectomy  after 
weight  loss;  redundant  skin  from  the  upper  arms 
was  removed  from  2,  breast  tissue  from  2,  and 
large  folds  of  the  thigh  from  1.   Bypass  was 
performed  on  8  patients  with  duodenal  ulcer,  1 
of  whom  was  obese;  2  of  the  thin  patients 
developed  stomal  ulcers  and  required  subsequent 
vagotomy  and  gastric  resection;  1  obese  patient 
required  vagotomy  and  resection  of  the  excluded 
stomach  for  stomach  ulcer.   Indwelling  fasting 
fundic  pH  below  3  before  bypass  surgery  was  noted 
in  82^  of  obese  patients,  in  671  during  the 
first  yr  after  bypass  and  in  60%  of  those  studied 
for  more  than  1  yr  after  bypass.   Bypass  surgery 
is  recommended  for  treatment  of  extreme  obesity 
since  it  is  not  an  ulcerogenic  procedure. 


839't      PSYCHOSOMATIC  ASPECTS  OF  INFANTILE 

PYLORIC  STENOSIS.  (E.)  Dodge,  J.  A. 
(Queens  U.  Inst.  Clin.  Sci.,  Belfast,  Ireland). 
J.   Psyohosom.   Res.    l6(l):l-5,  1972. 

As  part  of  a  wider  follow-up  study,  inquiries 
were  made  of  the  mothers  of  39'^  Belfast  children 
who  had  operations  for  infantile  pyloric  stenosis 


concerning  adverse  social,  domestic  or  emotional 
circumstances  during  pregnancy.   There  were  y^h 
mothers  who  reported  some  degree  of  stress  during 
the  last  trimester  of  pregnancy  and  of  these 
about  95  were  in  the  severe  or  definite  stress 
category.   The  nature  of  the  problems  included 
bereavement  or  serious  illness  in  a  parent, 
husband  or  child  (31),  previous  troubled  pregnancy 
(20),  severe  marital  difficulties  (30)  and  mental 
illness  or  depression  (25).   A  high  proportion 
of  control  mothers  who  experienced  stress  in  late 
pregnancy  gave  birth  to  children  who  suffered 
from  troublesome  undiagnosed  vomiting  during 
pregnancy.   Possibly  a  psychosomatic  mechanism 
operates  by  which  a  humoral  factor,  perhaps  gas- 
trin, is  transmitted  from  mother  to  fetus,  causing 
subsequent  pyloric  hypertrophy. 


8395      DISULPHIDE  GROUPS  IN  PANETH  CELL 

GRANULES  OF  ENTEROID  METAPLASIA  IN 
CHRONIC  GASTRITIS.   (E.)   Montero,  C.  (Social 
Security  City  Sanit.,  Sevilla,  Spain)  and  J.  M. 
Loizaga.  Histoohem.    J.    3 (5) : 399-^02 ,  1971. 

With  the  assumption  that  no  sulfhydryl  groups 
existed  in  Paneth  cell  granules  of  enteroid 
metaplasia  in  chronic  gastritis,  the  possible 
existence  of  disulfide  groups  was  investigated. 
Adam's  technique  was  applied,  in  which  a  ferric 
ferricyanide  treatment  was  preceded  by  a  reducing 
step  with  sodium  thioglycol late  at  pH  8.0.   A 
mercury  orange  method  and  a  di hydroxydinaphthy 1 - 
disulfide  method  were  also  reinvestigated  using 
the  preliminary  reducing  step.   Positive  reactions 
were  obtained  in  all  cases.   For  controls  the 
sulfhydryl  groups  obtained  by  the  reduction  step 
were  blocked  with  mercuric  chloride  or  N-ethyl- 
malemide;  no  staining  was  obtained  with  any  of 
the  methods  used,  except  in  the  case  of  dihydroxy- 
dinaphthyldi sul f ide  reaction.   Since  no  staining 
occurred  with  the  3  standard  methods  tested  when 
applied  without  a  previous  reduction  step,  it 
appears  that  there  are  no  sulfhydryl  groups  in 
the  material . 


8396      BONE  METASTASIS  OF  CANCER  OF  THE  GASTRIC 

ANTRAL  REGION.   (Rus.)   Tiazhina, 
S.  M.,  L.  L.  Shafranskii,  D.  B.  Dzhumabaeva  and 
M.  I.  Aimagambetova.  Klin.   Med.    (Mosk. )    ^(9(6): 

yh3-\ks,  1971. 


8397      SYMPTOMATOLOGY  OF  SARCOMA  OF  THE 

STOMACH.   (Rus.)   Talalaeva,  A.  V.  and 
I.  I.  Gritsman.  Klin.    Med.    (Mosk.)    49 (6) : 1 26-1 30, 
1971. 


8398      PHYTOBEZOARS  OF  THE  STOMACH.   (Rus.) 
Nadzharov,  A.  G.,  T.  T.  Aslanov  and 
I.  T.  Abasov.  Klin.   Med.    (Mosk.)   49 (6) : 80-85 , 
1971. 


8399 


MORPHOLOGICAL  AND  FUNCTIONAL  CHANGES 
OF  THE  LIVER  IN  PATIENTS  WITH  GASTRIC 
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CANCER  BEFORE  AND  AFTER  GASTRECTOMY  (ACCORDING 
TO  DATA  OF  TRANSCUTANEOUS  BIOPSY  OF  THE  LIVER). 
(Rus.)   Tsekhanovich,  T.  I.  and  N.  M.  Tikhonova. 
Klin.   Med.    (Mosk. )   1*9  (6) :  61 -66,  1971. 


8'«00 


HYPERTROPHIC  PYLORIC  STENOSIS.   (Por.) 
Sampaio,  J.  M.  0.  (Lagoa  Hosp.,  Brazil) 
Pediatr.    (RiodeJ.)    36(1 -2) :3-10,  1971. 


8i401      LATERAL  PLICATION  OF  SYNTHETIC  SACK  FOR 

LARGE  GASTROSCHISIS  AND  OMPHALOCELE 
DEFECTS.   (E.)   Shim,  W.  K.  T.  (Kauikeolani  Child. 
Hosp.,  Honolulu,  Haw.).  J.    Pediatr.    Surg. 
6(2,  Pt.  I):l't3-1'*7,  1971. 


CARDIECTOMIES.   (Ger.)   Tenipel,G.  (FreeU. 
Inst.  Anesthesiol.,  Berlin),  J.  Eckart  and  R. 
Haring.  Langenheaks  Aroh.    Chir.    328(3)  :272-28'4, 

1971. 

8k]0  INSUFFICIENCY  OF  ESOPHAGEAL  ANASTOMOSIS 

AFTER  GASTRECTOMY  AND  CARDIECTOMY. 
(Ger.)   Haring,  R.  (Free  U.  Berlin  Steglitz  Clin.), 
J.  Eckart  and  S.  John.  Langenheaks  Arah.    Ch%r. 
328(3):295-310,  1971. 

8/tn      VITILIGO,  ACHLORHYDRIA,  AND  PERNICIOUS 

ANEMIA.   (E.)   Howitz,  J.  (Finsen  Inst., 
Copenhagen)  and  M.  Schwartz.  Lancet   1(7713): 
1331-1335,  1971. 


81*02      CRITERIA  OF  PRELIMINARY  AND  LATE  STAGES 

OF  GASTRIC  CANCER.   (Ger.)   Ottenjann, 
R   (German  Diagn.  Clin.,  Wiesbaden).  Fovtsohv. 
Med.    89(16) :676-678,  1971. 


8/,03      ATROPHIC  GASTRITIS  INDUCED  BY  TREATMENT 

OF  PEPTIC  ULCER.   (Sp.)   Rodriguez  Olleros, 
A.  (Univ.  Sch.  Pharm. ,  San  Juan,  Puerto  Rico),  F. 


Febles  Vizcarrondo  and  J.  F.  Taveras.  Bol. 
Med.   PR.    63(3):69-7't,  1971. 


Asoa. 


8i40i»      ANALYSIS  OF  THE  RESULTS  OF  RADIOLOGICAL 

EXAMINATIONS  OF  THE  STOMACH  AND  DUODENUM 
IN  CHILDREN.   (Pol.)   Winnicki,  S.  (Med.  Acad. 
Dept.  Pediatr.  Radiol.,  Warsaw,  Poland).  Pol. 
Przegl.   Radiol.   Med.   Nukl.    35  C*)  :'»19-'»2'»,  1971. 

81»05      CORRELATION  BETWEEN  MUCOPROTEINS  AND 

MUCOPROTEOSIS  OF  THE  GASTRIC  JUICE  OF 
ADOLESCENTS  WITH  CHRONIC  GASTRIC  DISEASE.   (Rus.) 
Gorbunova,  N.  A.  Pediatriia    (Mosk.)    50 (5): 19-22, 
1971. 

8/»06      INFLUENCE  OF  PARENTERAL  FEEDING  ON  THE 
POSTOPERATIVE  COURSE  AFTER  GASTRECTOMY. 
(Ger.)   Konrad,  R.  M.  (Univ.  Surg.  Clin.,  Dussel- 
dorf,  Germany),  V.  Berndt,  U.  Ammedick  and  B. 
Nowotny.  Med.    Emahrung   1  2  (6) :  1  28-1  30,  1971. 

81*07      RECENT  EXPERIENCES  IN  THE  TREATMENT  OF 

ACUTE  GASTRIC  HEMORRHAGE.   (Hun.) 
Dohanics,  S. ,  K.  Mezey  and  A.  Bodnar.  Magy. 
Sebesz.    2't(3):175-l8l,  1971. 


81»12      VALUE  OF  GASTROCHROMOSCOPY  WITH  DYE 

QUANTIFICATION  IN  THE  DIAGNOSIS  OF 
FUNCTIONAL  GASTRIC  DISORDERS  AND  CHRONIC  GASTRITIS. 
(Rus.)   Lebedev,  V.  P.  Lab.    Delo    {7}  ■.h]Q-k]^ , 
1971. 

8A13      DIAGNOSTIC  59Fe+2  ABSORPTION  TEST  AND 

DIFFUSE  RHS  STORAGE  IRON  IN  PATIENTS 
WITH  GASTRIC  MUCOSA  ATROPHY  AND  PARTIAL  OR  TOTAL 
GASTRECTOMY.   (Ger.)   Heinrich,  H.  C.  (U .  Hamburg 
Inst.  Physiol.  Cham.,  Germany),  E.  E.  Gabbe  and 
G.  Kugler.  Klin.    Woahensahr.    49(1'*) : 825-835, 
1971. 

8k]k  RADIOLOGIC  STUDY  OF  GASTRIC  LEIOMYOMA. 

(Sp.)   Castellote  Vela,  C.  Med.    Cvv. 
Guevva   33 (3"'*)  :25-30,  1971. 


81*15 


THE  AUGMENTED  HISTAMINE  TEST  OF  GASTRIC 
SECRETION.   (Rus.)   Kanichtchev,  P.  A. 
and  V.  D.  Boldireva.  Lah.    Delo    U) -.hOl-hOS ,    1971. 


81,16      IS  GASTRITIS  A  DIFFUSE  PROCESS?   FINDINGS 

OF  GASTROSCOPIC  BIOPSY  AT  DIFFERENT 
LEVELS   (Ger.)   Ottenjann,  R.  (U.  Erlangen/ 
Nuremberg  Med  Clin.,  Germany)   W.  Rosch  and  K. 
Elster.  Klin.    Woahensahr.    1*9(1 )  :27-31  ,  19/' • 


81*17 


ELECTRON  MICROSCOPIC  FINDINGS  IN 
GASTRITIS.   (Ger.)   Monninghoff,  W. 
(Westphalian  Wilhelms  U.  Inst.  Med.  Phys .  ,  Munster , 
Germany),  H.  Themann,  R.  Ottenjann  and  R.  Koch. 
Klin.    Woahensahr.    kSil)  ikM-kZ)  ,    1971. 


81*08 


GASTRIC  LYMPHOMA.   (Fr.)   Gautier  Benoit, 
C.  (CHU  Gen.  Surg.  Serv.,  Lens,  France), 

J.  Luez  and  M.  Houcke.  Lille  Med.    1 6  (3)  :'*'»5-'»'*8 , 

1971. 


81*09 


PRAE-,  INTRA-  AND  POSTOPERATIVE  TREAT- 
MENT OF  TOTAL  GASTRECTOMIES  AND 


3i,,8      3H-THYMIDINE  AUTORADIOGRAPHIC  STUDIES 

ON  THE  HUMAN  GASTRIC  MUCOSA  IN  CHRONIC 
GASTRITIS.   (Jap.)   Higuchi ,  T.  (Gunma  U .  Sch. 
Med.,  Maebashi,  Japan)  and  H.  Suto.  Nippon 
Shokakibyo  Gakkai   Zasshi    (Jap.    J.    Gastroenterol.) 
68(3):160-175,  1971. 
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8A19      GROl^H  OF  YEAST-LIKE  FUNGI  IN  THE 

STOMACH.   A  GASTROPHOTOGRAPHIC  AND 
ROENTGENOGRAPH  I C  STUDY.   (E.)   Gabrielsson,  N. 
(Karolinska  Hosp.,  Stockholm).  Endosaopy   3(2): 
66-73,  1971. 


8430      TWO  CASES  OF  NECROSIS  OF  THE  STOMACH 

WITH  PERFORATION  DURING  ACUTE  DILATATION 
IN  PATIENTS  WITH  PLASTER  CORSETS.   (Fr.).   Letac, 
R.  (CHU  Infant  Surg.  Serv.,  Bordeaux,  France),  A. 
Delanne  and  L.  Barouk.  Ann.    Chir.    Infant.    12(2): 
101-106,  1971. 


8'420      THE  'PSEUDOPYLORUS' .   INCIDENCE  AND 

DIAGNOSTIC  SIGNIFICANCE.  (Ger.)  Paul 
F.  (Med.  Sch.,  Hanover,  Germany)  and  E.  Seifert. 
Endosaopy   3(2): 85-89,  1971. 


8421       UPPER  GASTROINTESTINAL  HAEMORRHAGE. 

(E.)   Vakil,  B.  J.  (Grant  Med.  Coll., 
Bombay,  India).  Indian  Praat.    24(l):73-79,  1971 


Bijaa      PERSONAL  EXPERIENCE  OF  FIBROSCOPY  AND 

SELECTIVE  GASTROBIOPSY.   (Bui.)   Brailski 
H.  and  P.  Popov.  Vatr.    Bolesti    (Sofiia)    10(2): 
17-24,  1971. 


8423 


Am.   J. 


8424 


CANCER  OF  THE  STOMACH.   (E.)   Addleman, 
%.  (Jewish  Gen.  Hosp.,  Montreal,  Canada) 
Gastroenterol.    56 (5) :44l-446,  1971. 


THE  ACUTE  MAJOR  COMPLICATIONS  OF  GASTRIC 

NEOPLASMS.   (Rum.)   Carmaciu,  D. 

(Suceava  Hosp.,  Rumania),  E.  Husanu  and  V.  Andriu. 

Viata  Med.    18(6) :255-256,  1971. 


8425      PERISTALTIC  AND  EMPTYING  FUNCTION 

AFTER  BILLROTH-II  GASTRECTOMY  BY  A 
MODIFIED  TECHNIC.   (Rus.)   Komarchev,  K.  G., 
P.  P.  Firsova  and  E.  A.  Pechatni kova.  Vestn. 
Khir.    107(7) :24-27,  1971. 


8426      THE  TECHNIQUE  OF  GASTRECTOMY  BY  THE 

BILLROTH  I  METHOD  WITH  THE  USE  OF  THE 
KC  28  APPARATUS.   (Rus.)   Belousov,  B.  I.,  R.  V. 
Zigan'shin  and  N.  K.  Gladun.  Vestn.    Khir.    106(5) 
106-107,  1971. 


8427      THE  CLINICAL  VALUE  OF  GASTROTEST  FOR 
TESTING  THE  ACIDITY  OF  GASTRIC  JUICE. 
(Bui.)   Maleev,  A.,  N.  Zahariev  and  H,  Rizova. 
'Suvr.   Med.    22(3): 12-15,  1971. 


8428      PATTERNS  OF  INTESTINAL  METAPLASIA  OF 

THE  GASTRIC  MUCOSA.  (jap.)  Ishidate, 
T.  (Akita  U.  Sch.  Med.,  Japan).  Stomach  Intest. 
(Tokyo)   6(7): 889-896,  1971. 


8429      CONGENITAL  ANOMALY  OF  THE  STOMACH. 

(Sp.)  Sanchez  Ortega,  J.  M.  (St.  Cruz 
San  Pablo  Hosp.,  Barcelona,  Spain)  and  A.  Sitges 
Creus.  Barcelona  Quir.    15(2) : 164-170,  1971. 


8431      A  CASE  OF  MULTIPLE  DEPRESSED  EARLY 

GASTRIC  CANCERS  (QUADRUPLE  CANCERS). 
(Jap.)   Yamazaki ,  S.  (Fukui  Pref.  Hosp.,  Japan), 
S.  Tsuda  and  Y.  Matsumoto.  Stomach  Intest. 
(Tokyo)   6(7): 897-903,  1971. 


8432      A  CASE  OF  LOCAL  SARCOID  OF  THE  STOMACH 

COEXISTING  WITH  CARCINOMA  OF  THE  STOMACH. 
(Jap.)   Sato,  N.  (Kosei  Gen.  Hosp.,  Tokyo)  and  F. 
Matsubayashi .  Stomach  Intest.    (Tokyo)   6(7): 
917-925,  1971. 


8433      A  STUDY  OF  THE  ANASTOMOTIC  SITE  IN 

*     BILLROTH  I  SUBTOTAL  GASTRECTOMY  BY  THE 
USE  OF  RADIOPAQUE  CATGUT.   (Jap.)   Matsubayashi, 
F.  (Kosei  Gen.  Hosp.,  Tokyo),  K.  Sato  and  M.  " 
Chin.  Stomach  Intest.    (Tokyo)    6(8) : 1059-1062 , 
1971. 


8434      COMPRESSION  STUDY  FOR  DEMONSTRATING 

TYPE  lie  CANCER  ON  THE  GREATER  CURVATURE 
OF  THE  STOMACH.   (jap.)   Kumakura,  K.  (Cancer 
Inst.  Hosp.,  Tokyo).  Stomach  Intest.    (Tokyo) 
6(8):1063-1060,  1971. 


8435      THOROUGH  EXAMINATION  SUBSEQUENT  TO 

GASTRIC  MASS  SURVEY.   (Jap.)   Kitagawa, 
M.  (Tohoku  U.  Sch.  Med.,  Sendai  ,  Japan),  A,  Kano, 
S.  Hisamichi  and  M.  Koeyama.  Stomach  Intest. 
(Tokyo)   6(6):713-718,  1971. 


8436      CHARACTERISTICS  OF  GASTRIC  MASS  SURVEY 

IN  BUSINESS  CIRCLES.   (Jap.)   Chuman , 
Y.  (U.  Kagoshima  Sch.  Med.,  Japan).  Stomach 
Intest.    (Tokyo)   6  (6) : 723-726,  1971. 


8437      COMPARISON  OF  GASTRIC  CANCER  CASES 

DISCOVERED  IN  A  GASTRIC  MASS  SURVEY 
AND  IN  THE  OUTPATIENT  CLINIC  AND  THEIR  PROGNOSES. 
(Jap.)   Yamaguchi ,  M.  (Natl.  Inst.  Industr. 
Health,  Kanagawa,  Japan)  and  S.  Koshi.  Stomach 
Intest.    (Tokyo)   6  (6) : 751 -758,  1971. 


8438      RESULTS  OF  NONCANCEROUS  GASTRIC  DISEASES 

DETECTED  BY  MASS  SURVEY.  (Jap.) 
Nishizawa,  M.  (Chiba  U.  Sch.  Med.,  Japan). 
Stomach  Intest.    (Tokyo)   6(6) : 759-763,  1971. 


8439 


RESULTS  OF  REGIONAL  GASTRIC  MASS  SURVEY 
ON  A  YEAR-TO-YEAR  BASIS.   (Jap.) 
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Nakamura,  K.  (Yamaguchi  Med.  U.,  Takeda,  Japan), 
S  Kawamura  and  T.  Shirashi.  Stomach  Intest. 
(Tokyo)   6(6): 765-769,  1971. 

84J40      RESULTS  OF  GASTRIC  MASS  SURVEY  ON  A 

YEAR-TO-YEAR  BASIS  IN  ONE  OCCUPATIONAL 
GROUP.   (Jap.)   Wakabayashi,  T.  (Kyoto  Pref.  U. 
Med.,  Japan).  Stomach  Intest.    (Tokyo)    6(6): 
771-77'*,  1971. 

8i4ltl      A  LONGTERM  EPIDEMIOLOGIC  STUDY  OF 
GASTRIC  CANCER.   (Jap.)   Umeda ,  K. 
(Adult  Dis.  Ctr.,  Osaka,  Japan)  and  K.  Aikawa. 
Stomach  Intest.    (Tokyo)   6(6) :775-779,  1971. 


Univ.  Sch.  Med.,  Japan),  S.  Noguchi  and  R.  Yamada. 
Stomach  Intest.    (Tokyo)   6  (5) :595-600 ,  1971. 


81(50      A  CASE  OF  REACTIVE  LYMPHORETI CULAR 

HYPERPLASIA  OF  THE  STOMACH  SIMULATING 
EARLY  GASTRIC  CANCER  OF  TYPE  Ma  +  He.   (Jap.) 
Dei,  K.  (Hokkaido  U.  Sch.  Med.,  Sapporo,  Japan), 
T  Kudo  K.  Sasaki  and  M.  Fujita.  Stomach 
Intest.    (Tokyo)   6  (5) :  589-59'»,  1971. 

8i451      A  HUGE  MASS  OF  GASTRIC  POLYPS  WITH 

INTERESTING  FINDINGS.   (Jap.)   Nohara, 
K.  (City  Hosp.,  Matsue,  Japan) ,  J.  Kuroda  and  H. 
Minami.  Stomach  Intest.    (Tokyo)   b(S):Sti5-bW, 
1971. 


Skk2  AN  ECOLOGIC  APPROACH  TO  GASTRIC  MASS 

SURVEY.   (Jap.)   Kurita,  H.  (Aichi 
Cancer  Ctr.,  Nagoya,  Japan).  Stomach  Intest. 
(Tokyo)   6(6): 781 -787,  1971. 


Skk3 

Japan) . 
1971. 


OUTLOOK  FOR  GASTRIC  MASS  SURVEY.   (Jap.) 
Nikaido,  N.  (Adult  Dis.  Ctr.,  Miyagi, 
Stomach.    Intest.    (Tokyo)    6 (6) :809-8l 2, 


Skkk  FUTURE  OUTLOOK  FOR  GASTRIC  MASS  SURVEY. 

(Jap.)   Takahashi,  K.  (Nihon  U.,  Sch. 
Med.,  Tokyo).  Stomach  Intest.    (Tokyo)    6(6): 
813-815,  1971. 

8i,l45      CONCEPTION  OF  HISTOGENESIS  OF  GASTRIC 

CARCINOMA.   (Jap.)   Nakamura,  K.  (Cancer 
Inst.  Hosp.,  Tokyo),  H.  Sugano  K  Takagi  and  K. 
Kumakura.  Stomach  Intest.    (Tokyo)   (>(7)  :8k3-^b]  , 
1971. 

81(146      A  CASE  OF  BANTI'S  SYNDROME  WITH  GASTRIC 

VARICES  WHICH  SHOV^/ED  A  MARKED  FILLING 
DEFECT  OF  THE  CARDIA  RESEMBLING  A  MALIGNANT  TUMOR. 
(Jap.)   Kono,  T.  (Bokuto  Metropol.  Hosp.,  Tokyo), 
T.  Aoyagi  and  K.  Takei .  Stomach  Intest.    (Tokyo) 
6(5):601-605,  1971. 


81(1(7 

Natori , 
Japan)  , 

Intest. 


THE  POSTBULBAR  DUODENAL  ULCER  BEYOND 
THE  PAPILLA:   A  REPORT  OF  A  CASE.   (Jap.) 
H.  (Cancer  Res.  Inst.  Med.  Coll.,  Sapporo, 
T  Katayama  and  M.  Fukuda.  Stomach 
(Tokyo)   6(5):607-6l2,  1971. 


81(1(8 


DUODENAL  STENOSIS  DUE  TO  TUBERCULOUS 
PERITONEAL  LYMPHADENITIS.   (Jap.) 

Hattori,  K.  (Univ.  Sch.  Med.  ^  Nagoya,^  Japan)  ^  ^Y. 

Oka  and  H.  Mekata. 

613-616,  1971. 


Stomach  Intest.    (Tokyo)   6(5): 


81(1(9      TWO  CASES  OF  A  SPECIFIC  TYPE  OF  GASTRIC 
POLYPOSIS.   (Jap.)   Hi  rose,  S.  (Osaka 


81(52      A  CASE  OF  ADDISON  BIERMER'S  PERNICIOUS 

ANEMIA  WITH  THE  COMPLICATION  OF  GASTRIC 
CANCER.   (Jap.)   Shirakabe,  H.  (Juntendo  U.  Sch. 
Med   Tokyo),  H.  Tokuhiro  and  Y.  Hirasawa. 
Stomach  Intest.    (Tokyo)   6(5)  :579-58i. ,  1971. 


81(53 


A  CASE  OF  TYPE  lla  +  lib  EARLY  GASTRIC 
CANCER.   (Jap.)   Yamazaki ,  S.  (Fukui 

Pref.  Hosp.,  Japan),  S.  Tsuda  and  Y.  Matsumoto. 

Stomach  Intest.    (Tokyo)   6(5) :573-578,  1971. 


8k5k  A  CASE  OF  TYPE  lla  +  He  EARLY  GASTRIC 

CANCER  FOLLOWED  UP  TO  1.5  YEARS.   (Jap.) 
Nomura,  M.  (Kanto  Chuo  Hosp.,  Tokyo),  H.  Hirabayash, 
and  T.  Kiyama.  Stomach  Intest.    (Tokyo)   6(5): 
569-572,  1971. 


81*55 


DOUBLE  PYLORUS:   CONGENITAL  MALFORMATION. 

(Fr.)  Christien,  G.  (24,  rue  Ducouedic, 
Lorient,  France),  J.  M.  Branthomme  and  L.  Volny. 
Sem.   Hop.   Paris  h  (23)  ■.^h8S-^h8Q,    1971. 


81(56      RECURRENCE  OF  A  BENIGN  GASTROCOLIC 

FISTULA.   (Ce.)   Skala,  J.  (Charles 
U.  Surg.  Clin.,  Prague),  R.  Poch  and  D.  Krejc. 
Rozhl.   Chir.    50(5):282-287,  1971. 


81(57 


MODERN  POSSIBILITIES  AND  LIMITATIONS 
OF  ROENTGEN  EXAMINATION  IN  CASES  OF 
GASTRITIS.   (It.)   Albanese,  A.  (U  Palermo 
Inst.  Radiol.,  Italy).  Rif.   Med.    85 (28) :793-799, 
1971. 

81(58      MORPHOLOGICAL  APPEARANCES  OF  THE 

STOMACH  IN  DIGESTIVE  DEFICIENCY.   (It.) 
Gasbarrini.  G.  (U.  Bologna  If  '^f  •  ^P^c-  Med 
Pathol.,  Italy).  Rif.   Med.    85 (28) : 777-787,  1971. 


81(59 


GASTRIC  LEIOMYOMA.   (Rum.)   Pana,  C 
(1st  Surg  Clin.,  Cluj,  Rumania),  G. 

lonescu  and  P.  Pitea.  Rev.   Med.    (Tirgu  Mures) 

17(1):103-105,  1971. 
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8A60      RETROGRADE  INVAGINATION  OF  THE  EFFERENT 

JEJUNAL  LOOP  AFTER  TOTAL  GASTRECTOMY. 
(Cz.)   Cepek,  Z.  (Dist.  Inst.  Publ .  Health, 
Jindrichuv  Hradec,  Czechoslovakia).  Rozhl.    Chiv. 
50(5):258-260,  1971. 


8461       I  LEO- I  LEAL  INTUSSUSCEPTION  IN  A  GASTREC- 
TOMY STUMP.   (Fr.)   Chatelin,  C.  L. 
(Princesse  Grace  Hosp. ,  Monaco).  Sem.    Hop.    Paris 
't?  (23):)  499-1 500,  1971. 


8462      INHIBITION  OF  GASTRIC  MOTILITY  WITH 

RECTALLY  ADMINISTERED  HYOSCINE  M  BUTYL- 
BROMIDE.   (E.)   Schmid,  E.  (1st  Med.  Clin., 
Lubeck,  Germany),  U.  Ritter  and  T.  Wagner.  Drugs 
Germany   14(2): 54-56,  1971. 


8463      SEQUELAE  AND  COMPLAINTS  IN  ULCER 

PATIENTS  AFTER  BILLROTH  II  GASTRECTOMY. 
(Ger.)   Stolze,  T.  (Univ.  2nd  Med  Clin.,  Dussel- 
dorf,  Germany).  Radiologe    1 1 (7) :233-239,  1971. 


8464      ANASTOMOTIC  ULCER  AND  GASTROJEJUNOCOL  IC 

FISTULA  AFTER  RESECTION  OF  THE  STOMACH 
(BILLROTH  II).   (Ger.)   Stolze,  T.  (Univ.  2nd 
Med.  Clin.,  Ousseldorf,  Germany)  and  R.  Westerdorf. 
Radiologe    1 1 (7) : 240-242,  1971. 


8465      POLYPOID  ANASTOMOSIS,  ANASTOMOTIC 

HYPERTROPHY,  JEJUNOGASTRIC  PROLAPSE 
AND  JEJUNOGASTRIC  INVAGINATION  IN  THE  RESECTED 
STOMACH  AFTER  BILLROTH  II  OPERATION.   (Ger.) 
Stolze,  T.  (Univ.  2nd  Med.  Clin.,  Dusseldorf, 
Germany).  Radiologe    1 1 (7) : 243-247,  I97I. 


8466      GASTROSCOPIC  STUDIES  ON  GASTRITIS. 

EROSION  AND  ULCER.   (E.)   Ottenjann,  R. 
(German  Diagn.  Clin.,  Wiesbaden),  W.  Rosch  and  K. 
El  star.  R.C.   Rom.    Gastroenterol.    3(1): 38-46, 
1971. 


8468      GASTRIC  PROTECTION  BY  A  SULFATED  POLY- 
SACCHARIDE DURING  ANTI- INFLAMMATORY 
TREATMENT.   (Fr.)   Bontoux,  D.  (CHU,  Poitiers, 
France).  Presse  Med.    79(37) : I65I-I652,  I97I. 


8469      CANCER  OF  THE  STOMACH.   (Sp.)   Gentile, 

J.  H.  (Ramon  Santamarina  Municipal 
Hosp.,  Buenos  Aires,  Argentina).  Prensa  Med, 
Argent.    58(5) :265-268,  1971. 


8470      CLINICAL  ASPECTS  OF  GASTRIC  SECRETION. 

(Pol.)   Konturek,  S.  (Inst.  Physiol., 
Cracow,  Poland).  Pol.   Arah.   Med.    Vlewn.    46(6): 
653-661,  1971. 


8471      ENZYME  PRODUCING  FUNCTION  OF  THE 

STOMACH  IN  CHRONIC  GASTRITIS  IN  CHILDREN. 
(Rus.)   Balashova,  T.  F.  Pediatriia    (Mosk.) 
50(5):14-18,  1971. 


8472 

CLINIC. 
Sweden) . 
1971. 


8473 


CONGENITAL  PYLORIC  STENOSIS:   A  CASE 
FOR  SURGICAL  TREATMENT  AT  A  CENTRAL 
(Sw.)   Adolfsson,  G.  (Cent.  Hosp.,  Kalmar, 
Opusa.   Med.    (Stoakh.)    16(6) :  190-194, 


A  CASE  OF  GLOMUS  TUMOR  OF  THE  STOMACH. 

(It.)   Tardito,  E.  (U.  Milan  Inst. 
Angiol.,  Italy)  and  G.  C.  Botta.  Minerva  Chir. 
26(lO):525-532,  1971. 


8474      RESULTS  OF  A  CLINICAL  TEST  OF  A  NEW 
GASTRIC  ENZYME  PREPARATION.   (Ger.) 
Kraft,  H.  (Burger  Hosp.,  Frankfurt  a.  M.  ,  Germany), 
Med.    Welt   22 (33-34) : 1 295-1296,  1971. 


8475      CLINICAL  EXPERIENCES  WITH  VAGOTOMY. 

(Ger.)   Kaspar,  F.  (Univ.  Surg.  Clin., 
Berlin).  Med.    Klin.    66  (25) :915-920,  1971. 


8467      PHYSICAL  CONSTITUTION  OF  PATIENTS  WITH 
PEPTIC  ULCER.   (Pol.)   Huczek  Glebocki , 
J.  (G.  Narutowicza  Reg.  Hosp.,  Cracow,  Poland), 
R.  Piotrowska  and  E.  Swiecicki.  Przegl.    Lek. 
27  (5): 393-394,  1971. 


8476      HISTOMORPHOLOGIC  STUDIES  OF  THE  GASTRIC 

MUCOSA  FROM  AREAS  ADJACENT  TO  AND  DIS- 
TANT FROM  THE  TUMOR  IN  CANCER  OF  THE  STOMACH. 
(Ger.)   Krentz,  K.  (Luisen  Hosp.,  Aachen,  Germany). 
Med.   Klin.    66 (25) :920-923,  1971. 


See  also  numbers:  8l40,  8289,  8290,  0291,  8564,  8565,  8566,  8567,  8819,  O90O 
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8/,77      CALCIUM  CARBONATE  ANTACID  AND  SERUM 

GASTRIN  CONCENTRATION  IN  DUODENAL 
ULCER   (E.)   Reeder,  D.  D.  (U.  Texas  Med.  Branch, 
Galveston),  J.  L.  Conlee  and  J.  C.  Thompson. 
Surg.    Form   22:308-310,  1971. 

Calcium  carbonate  (CaC03;  2  g/kg  p.o.  at  1-hr 
intervals)  caused  significant  increase  of  serum 
concentrations  of  gastrin,  and  stimulated  acid 
secretion  in  12  patients  with  duodenal  ulcer, 
whereas  sodium  bicarbonate  (2  g/kg  p.o.)  was 
ineffective.   No  change  in  serum  calcium  levels 
was  noted.   The  results  suggest  that  the  change 
in  gastrin  levels  was  caused  by  the  action  of 
calcium  on  the  gastrin  release  mechanism  in  the 
antrum. 

8/,78      THE  PROPHYLACTIC  EFFECT  OF  AN  ELEMENTAL 

DIET  ON  PORCINE  STRESS.   (E.)   Voitk, 
A  J   (McGill  U.  Surg.  Clin.,  Montreal,  Quebec, 
Canada),  C.-J.  Chiu  and  F.  N.  Gurg.  Surg.    Form 
22:328-329,  1971. 

Ten  young  pigs  were  fed  a  standard  commercial 
pig  ration  containing  whole  protein  for  3  days, 
while  a  similar  experimental  (diet)  group  of  10 
pigs  was  fed  a  diet  in  which  the  protein  component 
consisted  of  an  enzymatic  hydrolysate  of  casein. 
Paired  pigs  were  subjected  to  laparotomy,  followed 
by  hemorrhagic  shock,  induced  by  withdrawing  blood, 
which  was  citrated  and  reinfused  3  hr  after  the 
onset  of  shock.   The  animals  were  sacrificed  i 
hr  later  and  the  stomachs  examined  grossly  and 
histologically  for  lesions.   Gross  evidence  of 
gastric  stress  ulcers  was  found  in  9  of  the  lu 
control  animals,  but  in  only  2  of  thelO  diet 
animals.   The  lesions  were  evenly  divided  between 
the  body  and  antrum  of  the  stomach,  often  occurring 
in  both,  and  tended  to  be  larger  and  more  numerous 
in  the  controls.   The  reason  for  the  protective 
effect  of  the  casein  hydrolysate  diet  is  un- 
explained. 


8^479 
(E.) 


THE  EFFECT  OF  VITAMIN  A  ON  THE  FORMATION 
OF  STEROID  INDUCED  GASTRIC  ULCERS. 
Hutcher,  N.  (Med.  Coll.  Virginia,  Richmond), 

S.  G.  Silverberg  and  H.  M.  Lee.  Surg.    Form 

22:322-32**,  1971. 

Female  rats  were  fasted  k   days  (except  for  water), 
and  during  this  time  they  receiveddaily  i.m. 
injections  of  normal  saline,  vitamin  A  (20  000  - 
200  000  U/kg)  and  methyl predni solone  acetate  ou 
80  mg/kq),  alone,  or  in  various  combinations. 
All  animals  were  sacrificed  on  the  ^fth  day,  and 
the  glandular  portions  of  their  stomachs  were 
removed  and  examined  grossly  and  histological  v 
for  ulcers.   None  of  the  rats  treated  with  saline 
or  vitamin  A  alone  developed  ulcers.   Rats 
treated  with  methyl predni solone  alone  developed 
multiple  ulcers,  the  number  of  which  appeared 
to  be  dose-related.   The  gastric  mucosa  showed 


nearly  complete  loss  of  mucoid  substances  upon 
microscopic  examination.   Vitamin  A  in  all  doses 
tested  reduced  the  number  of  ulcers  in  rats 
simultaneously  treated  with  methyl predni solone. 
The  loss  of  mucoid  substances  was  diminished, 
but  not  completely  prevented  by  Vitamin  A  in 
these  animals. 

8I48O      STUDIES  ON  THE  PATHOGENESIS  OF  BENIGN 

GASTRIC  ULCER:   I NCREASED  "BACK  Dl FFUS ION" 
OF  [11+]  IN  EXPERIMENTAL  ATROPHIC  GASTRITIS. 
(E.)   Ritchie,  W.  P.,  ^Ir.,  R.  Butler  and  J.  P. 
Delaney.  Surg.   ForzOT  22:330-331  .  1971. 

A  vagal ly  denervated  pouch  of  full  thickness 
gastric  wall  was  prepared  from  the  greater 
curvature  of  the  stomach  and  interposed  into  the 
proximal  jejunum  in  5  dogs.   After  5  -  7  months, 
the  pouch  mucosa  showed  morphological  character- 
istics at  atrophic  gastritis.   Similar  pouches 
were  constructed  and  drained  by  a  Roux-en-Y  limb 
of  jejunum  in  5  other  dogs.   After  3  to  4  weeks, 
these  pouches  were  histologically  normal.   Under 
anesthesia,  a  precise  volume  of  a  test  solution 
consisting  of  HCl  (80  nM/1 i ter) ,  NaCl  (70mM/1.ter) 
and  2'+Ua  (3-5  ni  crocuries/1  i  ter)  was  introduced 
into  the  pouches  through  cannulae.   After_30  min, 
the  mean  acid  output  was  63  ±  16  microequivalents 
in  the  gastritic  pouches,  and  '^'.6  ±  21*4  micro- 
equivalents  in  the  normal  pouches.   There  were 
no  significant  differences  in  mucosal  temperature, 
arterial  pH,  p02,  pC02,  sodium  and  potassium  ion 
concentrations,  osmolarity,  cardiac  output  and 
mean  arterial  blood  pressure.   Resul ts  indicate 
that  gastritic  mucosa  permits  greater  back 
diffusion"  of  H+  than  does  normal  mucosa. 


8481      SERUM  GASTRIN  IN  DUODENAL  ULCER.   PART 

I .   BASAL  LEVELS  AND  EFFECT  OF  FOOD 
AND  ATROPINE.   (E.)   Korman,  M.  G.  (Monash  U. 
Dept  Med.,  Melbourne,  Australia),  C  Soveny  and 
J.  Hansky.  Gut    1 2 (1 1 ) :899-902  ,  1971. 

After  an  overnight  fast,  radioimmunoassay  of 
serum  for  fasting  gastrin  levels  showed  a  mean 
of  32.1  p/ml  in  93  normals  (range  0-300);  lb./ 
pq/ml  in  72  patients  with  duodenal  ulcers  (range 
Sli,/*).  118  pq/ml  in  18  patients  with  gastric_ 
ulcer;  (range  36-330)  and  '450  to  2000  pg/ml  in  7 
patients  with  Zol 1 i nger-El 1 i son  syndrome.  The 
mean  (range)  basal  gastric  pH  in  these  groups 
was  3  7  (1.3-7.8);  1.5   1.1-2.2),  ^4.2  (2  2-6  8) 
Tul    i;ss  than  1.3,  resp.  The  mean  ages  in  these 
groups  was  '40.3.  '♦'♦.2,  57-7  and  '49  yr,  resp.   In 
5  patients  with  duodenal  ulcers,  after  a  high 
protein  meal  alone,  serum  gastrin  levels  rose 
significantly  from  a  mean  basal  level  of  17  pg/ml 
to  9*4  pg/ml  at  '45  min  with  a  gradual  fall  to 
normal;' when  the  high  protein  meal  followed  a 
single  injection  of  atropine  by  30  min,  the 
serum  gastrin  levels  rose  significantly  from  a 
mean  basal  level  of  15  pn/ml  to  122  pg/ml  at  75 
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min.   The  response  to  atropine  alone  did  not 
differ  from  the  basal  level.   Without  prior 
atropinizat ion,  there  were  no  significant  increases 
in  response  to  p.o.  distilled  water  (from  2-6 
pg/ml),  glucose  (4-9  pg/ml)  or  cream  (8-16  pg/ml), 
while  prior  at ropi ni zat ion  caused  a  nonsignificant 
increase  in  the  response  to  glucose  (from  7-13 
pg/ml)  and  cream  (from  7-20  pg/ml). 


8A82      THE  QUESTION  OF  BILE  REGURGITATION  AS 

A  CAUSE  OF  GASTRIC  ULCER.   (E.) 
Dragstedt,  L.  R.  (U.  Florida  Dept.  Surg.,  Gaines- 
ville), E.  R.  Woodward,  T.  Seito,  J.  Isaza,  J.  R. 
Rodriguez  and  R.  Samiian.  Ann.    Sura.     174(4) :548- 
559,  1971. 

Dogs  were  subjected  to  a  McCann  procedure  modified 
so  that  bile,  pancreatic  and  duodenal  juice  were 
diverted  into  the  lower  portion  of  the  stomach 
instead  of  into  the  fundus,  and  the  distal  end 
of  the  divided  duodenum,  instead  of  jejunum,  was 
anastomosed  end-to-end  with  the  pyloric  end  of 
the  stomach.   The  dogs  underwent  this  modified 
procedure  either  alone,  or  accompanied  by  bilateral 
vagotomy,  truncal  vagotomy  and  antral  resection, 
or  diversion  of  the  bile  and  pancreatic  juice 
into  the  esophagus.   With  diversion  of  bile  and 
pancreatic  juice  into  the  stomach  there  were 
jejunal  ulcers  in  the  efferent  loop.   With 
diversion  by  a  short  duodenal  conduit,  there 
were  no  ulcers  in  the  stomach  or  at  the  afferent 
or  efferent  stomas.   In  the  presence  of  vagotomy 
and  antral  resection  ulcers  also  failed  to  develop. 
With  diversion  of  bile  and  pancreatic  juice  into 
the  esophagus  by  a  short  duodenal  conduit,  there 
were  no  ulcers  in  the  esophagus  or  stomach,  but 
they  did  occur  at  the  efferent  anastomosis  with 
the  pylorus  in  171  of  dogs.   With  esophageal 
diversion  through  a  long  duodenal -jejunal  conduit, 
there  were  no  ulcers  in  the  esophagus  or  stomach,' 
but  they  did  develop  in  the  jejunum  at  the 
efferent  anastomosis  with  the  pylorus  in  86%. 


8483      EFFECT  OF  PEPSTATIN  ON  ACID  PROTEASES. 
(E.)   Aoyagi,  T.  (Inst.  Microb.  Chem., 
Tokyo),  S.  Kunimoto,  H.  Morishima,  T.  Takeuchi 
and  H.  Umezawa.  J.    Antibiot.     (Tokyo)    24(10)- 
687-694,  1971. 
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The  residual  pepstatin  content  in  the  gastric 
juice  of  9  gastric  ulcer  patients  at  60  min  after 
the  administration  of  1  or  2  capsules  of  50  mg 
pepstatin  were  determined.   The  observed  pepstatin 
concentration  60  min  after  administration  was 
sufficient  to  inhibit  pepsin  activity,  the  peptic 
activity  being  0  -  9.81  of  that  in  the  juice 
collected  before  administration.   Pepstatin  also 
produced  a  marked  decrease  of  bound  sialic  acid 
in  the  gastric  juice  in  py lorus-1 igated  rats  and 
in  the  protein  concentration  of  human  gastric 
j  u  i  ce . 


8484      INHIBITION  OF  PENTAGASTRIN-STIMULATED 

GASTRIC  SECRETION  BY  DUODENAL  ACIDIFICA- 
TION OR  ADMINISTRATION  OF  FAT  IN  NORMAL  SUBJECTS 
AND  IN  PATIENTS  WITH  DUODENAL  ULCER.   (E.) 
Bochenek,  W.  (Albany  Med.  Coll.,  N.  Y.),  J.  B. 
Rodgers,  Jr.  and  J.  A.  Balint.  Am.    J.    Diq.    Dis. 
16(10)  .-865-872,  1971. 

In  10  normal  subjects  and  7  patients  with  duodenal 
ulcer,  maximal  inhibition  of  continuous  penta- 
gastrin-stimulated  HCl  output  occurred  in  the 
first  sample  taken  15  min  after  i nt raduodenal 
acid  infusion.   Mean  HCl  output,  during  the  entire 
period  of  acid  infusion  (60-120  min),  was  lower 
in  ulcer  patients  than  in  corresponding  control 
experiments.   Postinfusion  HCl  output  rose  to 
control  levels  in  the  normal  subjects,  but  remained 
significantly  lower  in  ulcer  patients.   Pepsin 
output,  although  lower  during  the  first  15  min 
of  duodenal  acidification,  later  increased.   A 
slow,  regular  decline  of  acid  and  pepsin  output 
was  observed  in  8  normals  and  in  7  ulcer  patients, 
reaching  the  maximum  of  inhibition  in  the  105-120 
min  sample,  that  is,  45-60  min  after  the  beginning 
of  fat  infusion.   Acid  and  particularly  pepsin 
secretion  was  inhibited  to  a  greater  extent  in 
ulcer  patients.   Secretin,  probably  responsible 
for  inhibition  after  duodenal  acidification,  is 
not  involved  in  the  inhibition  by  fat.   Ulcer 
patients  have  unimpaired  mechanisms  of  inhibition 
by  acid  and  fat. 


8485      A  CONTROLLED  CLINICAL  TRIAL  OF  CHOLESTYR- 
AMINE IN  THE  TREATMENT  OF  GASTRIC 
ULCER.   (E.)   Black,  R.  B.,  J.  Rhodes  (Cardiff 
Roy.  Infirm.,  Wales),  G.  T.  Davies,  H.  Gravel le 
and  P.  Sweetnam.  Gastroenterology   61 (6) :821 -825 
1971. 

The  effect  of  cholestyramine  (12  g/day  for  1  or 
2  months)  on  the  rate  of  healing  of  gastric 
ulcers  in  35  patients  was  studied  In  a  double- 
blind  clinical  trial  to  examine  the  significance 
of  bile  reflux  in  gastric  ulcer.   After  2  months 
the  number  of  patients  with  a  healed  ulcer  was 
similar  in  the  2  groups;  however,  the  mean  per- 
centage reduction  in  ulcer  size  was  slightly 
greater  in  the  cholestyramine  than  in  the  placebo 
group.   No  significant  differences  were  seen 
between  the  groups  regarding  symptoms,  but  the 
consumption  of  antacid  was  greater  in  the  placebo 
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group.   The  occurrence  of  loss  of  appetite,  nausea, 
and  constipation  was  similar  in  the  2  groups. 
Thus  the  effectiveness  of  cholestyramine  in  healing 
gastric  ulcers  was  not  demonstrated  conclusively. 

8i,86      SUCCESSFUL  TREATMENT  BY  VAGOTOMY  OF  2 

PATIENTS  WITH  PEPTIC  ULCER  AND  STOKES- 
ADAMS  (VASOVAGAL)  SYNCOPE.   (E.)   Obel,  P.  I.  W 
(U.  Witwatersrand  Dept.  Med.,  Johannesburg  South 
Africa)  and  P.  Marchang.  Am.    J.    CaTd%ol.    l^W  ■ 

l^^-l^^,  1971. 

Cases  of  2  patients  were  reported  in  whom  removal 
of  abnormal  visceral  stimuli  by  truncal  vagotomy 
resulted  in  the  cure  of  apparently  vagal ly-medi ated 
Stol<es-Adams  episodes.   One  patient  has  been  free 
of  syncope  for  7  yr,  and  the  other  for  almost  3 
yr,  whereas  previously  the  episodes  ^^^ re  frequent 
disabling  and  unresponsive  to  therapy.  Hollander 
tests  showed  that  the  vagotomy  was  complete  in 
each  case,  and  results  suggest  that  peptic  ulcera- 
tion can  reflexly  cause  total  cardiac  stanstill 
and  that  the  vagus  nerve  is  the  pathway  of  stimula- 
tion  Thus  a  double  role  of  the  vagus  nerve  in 
the  genesis  of  Stokes'  Adams  syncope  associated 
with  infradiaphragmatic  disease  has  been  illustrated, 
The  efferent  limit  was  manifest  by  the  unusual 
finding  of  S-A  block  being  followed  by  total 
cardiac  standstill  and  syncope.   The  ^^q^^"^^  °f 
development  of  arhythmias  in  one  case  also  strongly 
suggests  excessive  parasympathetic  efferent 
activity.   The  role  of  the  vagus  in  carrying 
afferent  impulses  is  demonstrated^ by  the  salutary 
effect  of  infracardiac  vagal  section. 


8ii87      PSYCHIATRIC  SYMPTOMS  AND  PERSONALITY 

TRAITS  IN  PATIENTS  SUFFERING  FROM  GASTRO- 
INTESTINAL ILLNESS.   (E.)   Philip,  A.  E.  (Edinburgh 
U  Dept.  Psychiatr.,  Scotland)  and  E.  L.  Cay.  d. 
p'sychosom.    Res.    1 6 (1 ) : '47-51  ,  1972. 

The  psychopathology  of  a  group  of  patients  admitted 
to  a  gastrointestinal  unit  for  treatment  of  peptic 
ulcer  and  other  complaints  was  '  "^"ti  gated  . 
Psychiatric  symptoms  were  present  in  bU   ot  /o 
peptic  ulcer  patients;  symptoms  of  anxiety  and 
depression  were  common.   However,  peptic  ulcer 
natients  did  not  have  more  psychopathology  than 
those  with  other  illnesses.   Personality  testing 
revealed  that  these  patients  were  less  emotionally 
stable,  more  restrained,  less  venturesome,  more 
self-sufficient  and  less  group-minded  than  con- 
trols.  Although  these  differences  were  not  very 
marked,  they  do  suggest  that  in  these  patients 
there  is  a  turning  of  attention  towards  the  self 
and  away  from  other  oriented  activity.   "^ 
evidence  was  found  for  a  peptic  ^  '^r.P^'^f  "^  ''^1 
Patients  being  studied  before  de  in.t.ve  treatment 
should  be  assessed  both  physically  and  psychiatri 
cal ly. 

81*88      VERTICAL  PYLORECTOMY  IN  THE  TREATMENT 
OF  DUODENAL  ULCER.   JUDD' S  ANTERIOR 


DUODENOSPHINCTEROTOMY.   (E.)   Soler  Roig-  J- 
(San  Pablo  Hosp.,  Barcelona,  Spain).  J.   Abdom. 
Surg.    13(5):99-101,  1971. 

81*89      EFFECT  OF  TESTOSTERONE  AND  MEPROBAMATE 

ON  THE  GASTRIC  ACIDITY  AND  PEPTIC 
ULCERATION.   (E.)   Chandra,  D.  (Gandhi  Med.  Coll.. 
Bhopal,  India),  S.  S.  Gupta  and  A.  W  Bhagwatt. 
Indian  J.   Med.   Res.    59 C*) =609-61 3 .  1971. 

81*90      GASTRIC  PATHOLOGY  IN  ELDERLY  PATIENTS 

AFTER  GASTRIC  RESECTION  FOR  PEPTIC 
ULCER.   (It.)   Finzi   B.  (G  B.  ^^1"^' "If.."^^;!;^; 
Hosp.,  Venice,  Italy).  G.    Gerontol.    19(3). 159  165: 

1971. 


Si^gi 


CHOLEDOCHODUODENAL  FISTULA  DUE  TO 
PEPTIC  ULCER.   (Fr.)   Cornet,  L.  (Sch. 

Med.,  Abidjan,  '  vory  ^CoasO.^Y.  Angate  and  J.  K. 

Kekeh. 


Chirurgie   97(8) : 570-580,  1971 


81*92      ACUTE  PERFORATION  OF  PEPTIC  ULCER. 
(E  )   Kumar  Ghose,  N.  (Sambhu  Nath 
Pandit  Hosp.,  Calcutta.  India).  J.    Indian  Med. 
Assoa.    56(10)  :30'4-309.  1971. 


8't93 


COEXISTING  GASTRIC  AND  DUODENAL  ULCERS. 

(Pol.)      Kulicz.   A.    (Med.    Acad.    3rd   Surg. 
Clin..    Bytom.    Poland),   J.   Gryglicki    and  A 
Rechi;wicz.     Pol.    Tyg.   Lek.    26 (26) : 99^.-996,    1971. 


81,91*      RESULTS  OF  TREATMENT  OF  CASES  OF 

PERFORATION  OF  GASTRIC  AND  DUODENAL 
ULCERS  SEEN  IN  10  YEARS.   (Hun  )   Bodnar,  A  and 
I.  Fazekas.  Magy.   Sebesz.    2M3) :  167-174 ,  1971. 

81*95      RATIONAL  DATA  AND  CRITERIA  IN  THE 

DIFFERENTIAL  SURGERY  FOR  GASTRODUODENAL 
ULCERS   (Fr.)  Alexiu,  0.  (Babes  Hosp.,  Bucharest, 
Rumani^),  B.  Furtunescu  and  E.  Pacescu.  Lyon 
Chir.   67(2):96-98,  1971. 
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POSTOPERATIVE  ULCERS  FOLLOWING  VAGOTOMY 
AND  PYLOROPLASTY.   (Fr.)   Combemale, 

B  (City  Hosp.,  Lille,  France),  G.  Depadt  and  G. 

L;gacie!  Lille  Med.    ^(>i3)  ■.hU2-^>^^ ,   1971. 


81,97      FUNCTIONAL  STATE  OF  THE  ADRENAL  CORTEX 

IN  PATIENTS  WITH  COMPLICATED  FORMS  OF 
PEPTIC  ULCER.   (Rus.)   Govdenko,  P.  F.  KUn. 
Khir.    5l(5):62-66,  1971. 

S/,08      PEPTIC  ULCERS  OF  THE  JEJUNUM  (CLINICAL 
^       AND  MORPHOLOG I CAL  STUDY) .   (Rus . ) 

1971. 
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8499      SOME  ELECTRON  MICROSCOPIC  OBSERVATIONS 

ON  THE  REGENERATING  MUCOSA  OF  EXPERIMENTAL 
GASTRIC  ULCER  (SO-CALLED  CLAMPING  METHODS)  IN 
RATS.   (Jap.)   Imai,  K.  (Tokyo  Med.  Coll.). 
Nippon  Shokakibyo  Gakkai  Zaeshi   (Jap.   J,    Gastro- 
enterol.)  68(3): 176-195,  1971. 


8510      TOTAL  VAGOTOMY  AND  PYLOROPLASTY  BY 

WEINBERG'S  METHOD  AS  THE  OPERATION  OF 
CHOICE  IN  190  PATIENTS  WITH  DUODENAL  ULCER. 
(Dan.)   La  Cour  Andersen,  J.  (Sundby  Hosp., 
Copenhagen),  B.  Clausen  and  M.  Moller  Hansen. 
Ugeskr.    Laeger   I  33  (20) : 975-979,  1971. 


8500      PERFORATING  ULCER  OF  THE  STOMACH  AND 

DUODENUM.   (Cz.)   Fedinec,  A.  V. 
(Uzgorod  State  U.,  USSR),  I.  J.  Korsinskij  and 
S,  S.  Dolgos.  Cesk.    Gastroenterol.    Vyz.    25(4): 
\kh-\ki,,   1971. 


8511      GASTRIC  RESECTION  FOR  DUODENAL  ULCER. 

(E.)   Postlethwait,  R.  W.  (Duke  U.  Med. 
Ctr.,  Durham,  N.  C.)  and  M.  L.  Dillon.  Surgery 
69(6):829-831,  1971. 


8501      TREATMENT  OF  PEPTIC  ULCER  AND  OUTLOOK 

FOR  THE  FUTURE.   (Cz.)   Jirasek,  V. 
(Charles  U.  Sch.  Gen.  Med.,  Prague).  Cesk. 
Gastroenterol.    Vyz   25(A) : 1 55- 1 63,  I971. 


8512      EVALUATION  OF  SURGERY  FOR  COMPLICATED 

PEPTIC  ULCER  AND  PREVENTION  OF  DUMPING 
SYNDROME.   (Rus.)   Udod,  V.  M.,  A.  M.  Antonov  and 
V.  A.  Maltsev.  Sov.   Med.    34  (6) : IO8-1 12 ,  I97I. 


8502      GASTRIN  AND  ITS  IMPLICATIONS  IN  THE 

MANAGEMENT  OF  PEPTIC  ULCER.   (E.) 
Gillespie,  I.  E.  (U.  Manchester  Dept.  Surg., 
England).  OW  August : l-4l ,  1971. 


8513      REACTIVATION  OF  A  DUODENAL  ULCER  AFTER 

TECHNICALLY  IMPERFECT  VAGOTOMY  AND 
PYLOROPLASTY.   (Fr.)   Roux,  M.  (Vaugirard  Hosp., 
Paris)  and  L.  Debbasch.  Sem.    Hop.    Paris   47(23): 
1505-1506,  1971. 


8503      PATHOPHYSIOLOGY  OF  THE  STOMACH  RESECTED 

BY  THE  BILLROTH  II  PROCEDURE.   FOLLOW- 
UP  STUDIES  ON  1200  PATIENTS.   (Ger.)   Thei singer, 
W.  (Tech.  U.  Munich  Isar  Clin.,  Germany), 
Fortsahr.   Med.    89(16) : 693-695,  1971. 


8504      ESOPHAGEAL  ACHALASIA  AND  PEPTIC  ULCER. 

(Heb.)   Reiss,  R.  (Meir  Hosp.,  Kfar 
Saba,  Israel),  fere/m^z  80  (6)  :314-316,  1971. 


8505      PEPTIC  ULCER  IN  THE  COURSE  OF  HERNIAS 

AND  EVENTRATIONS  OF  THE  DIAPHRAGM. 
(Fr.)   Cornet,  M.  A.  (Laennec  Hosp.,  Paris).  J. 
Med.    Chir.   Prat.    142 (l 3) :498-504,  1971, 


8514      ACUTE  HEMORRHAGIC  MUCOSAL  ULCER  OF  THE 

SECOND  PART  OF  THE  DUODENUM.   (Fr  ) 
Lagadec,  B.  (Saint  Antoine  Hosp.,  Paris)   b' 
Fouet  and  M.  Hivet.  Sem.    Hop.    Paris   47(23)* 
1501-1504,  1971.  'V  J/- 


8515  EVALUATION  OF  THE  RESULTS  OF  TREATMENT 
OF  DUODENAL  ULCER  BY  MEANS  OF  VAGOTOMY 
AND  PLASTIC  RECONSTRUCTION  OF  THE  PYLORUS  IN  THE 
SURGICAL  DIVISION  OF  THE  MUNICIPAL  HOSPITAL  AT 
TARNOW.  (Pol.)  Gontaszewski,  A.  (Reg.  Hosp., 
Tarnow,  Poland)  and  A.  Ruda.  Przeql.  Lek.  2l\s)  • 
368-370,  1971. 


8506      VAGOTOMY  VERSUS  GASTRECTOMY.   (Fr.) 

Lagrot,  F.  and  J.  Perrotin.  J.    Chir. 
(Paris)    101 (3):331-338,  1971. 


8507      TREATMENT  OF  PERFORATED  DUODENAL  ULCER 

BY  VAGOTOMY  AND  PYLOROPLASTY.   (E.) 
Wysocki,  A.  (Med.  Acad.  Dept.  Surg.,  Cracow, 
Poland)  and  W.  Czechowicz.  J.   Abdom.    Surg. 
13(6):132-133,  1971. 


8508      TREATMENT  OF  PERFORATED  GASTRODUODENAL 

ULCER.   (Rus.)   Kuznetsov,  N.  N.  and 
P.  F.  Karpov.  Vestn.    Khir.    \0'l 0) -.ll-lh ,    1971. 


8509      THE  ACID  SECRETION  IN  DUODENAL  ULCER 

AND  PSEUDO-ULCER  SYNDROME.   (Dan.) 
Nielsen,  V.  G.  (Natl.  Hosp.,  Copenhagen)  and  B. 
Jorgensen.  Ugeskr.    Laeger   133 (21 ): 1025-1027, 
1971. 


8516      USE  OF  ELECTROSPLANCHNOGRAPHY  IN  THE 

PREOPERATIVE  DIAGNOSIS  OF  GASTRIC 
ULCERATION.   (Fr.)   Martin,  A.  (Bretonneau  Hosp. 
Tonnelle,  France),  J.  Molina  and  J.  Murat. 
Presse  Med.    79 (28) : 1 277-1278,  1971. 


8517      DISTRIBUTION  OF  ABO  BLOOD  GROUPS  AND 

PRESENCE  OF  GROUP  SUBSTANCES  IN  THE 
SALIVA  OF  PATIENTS  WITH  GASTRIC  AND  DUODENAL 
ULCER.   (Pol.)   Belec,  C.  (Milit.  Med.  Acad., 
Lodz,  Poland),  J.  R.  Chojnowski,  F.  Tkaczyk  and 
L.  Zydowicz.  Pol.   Arah.   Med.    Wewn.    46  (5) : 557-562. 
1971. 


8518      GASTRITIS  AND  GASTRIC  ULCER.   (Fr.) 
Aukee,  S.  and  M.  Siurala.  Med.    Hyg. 
(Geneve)   29(948): 125,  1971. 


See  also  number:   893I 
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8=;iq      ENDOCRINE  TUMOUR  IN  KIDNEY  AFFECTING 
SMALL  BOWEL  STRUCTURE,  MOTILITY,  AND 
ABSORPTIVE  FUNCTION.   (E.)   Gleeson,  M.  H.   S.  R. 
Bloom,  J.  M.  Polak,  K.  Henry  and  R.  "•  Dowling 
(Roy.  Postgrad.  Med.  Sch.,  London).  Gut    12(10). 
773-782,  1971. 

A  i*;4-yr-old  woman  presented  in  Septemberof  1969 
with  polyuria  and  nocturia  of  1  yr  duration, 
worsening  constipation  of  many  yr  duration, 
generalized  increasing  edema  for  3  months,  nausea 
and  vomiting  for  3  weeks,  ^"^^"^'/^^^  \^^°lll'^,', 
and  a  transient  erythematous  skin  rash   Physical 
examination  and  clinical  studies  [^'^^^^ ^\^"°\- 
malities  of  small  intestinal  morphology,  motility, 
and  absorptive  function.   Laparotomy  in  Ja"^^ry 
1970  revealed  marked  hypertrophy  and  edema  of  the 
small  intestine.   A  recurrent  urinary  tract  in- 
fection prompted  an  i.v.  pyelogram  that  revealed 
a  distorted  calyceal  pattern  of  the  right  kidney. 
On  Aoril  2,  a  right-sided  nephrectomy  revealed  a 
slow-growing  endocrine  tumor.  The  tumor  stained 
positively  for  tryptophan,  glucagon,  and  amine 
precursor  uptake  and  decarboxylation  criteria. 
Previous  symptoms  and  intestinal  abnormalities 
disappeared.   A  review  of  the  1 i terature  revealed 
that  some  of  the  patients'  symptoms  had  been 
reported  previously  in  the  rare  cases  of  glucagonomas 
The  small  intestine  changes  had  not  been  reported 
previously.   It  is  postulated  that  glucagon  hasa 
direct  effect  on  villous  hypertrophy  by  increasing 
blood  flow  or  that  a  second  unidentified  hormone 
stimulated  villous  growth.   The  lack  of  motil   y 
could  have  been  a  direct  effect  on  jejunal  and 
colon  nxjtility  or  may  have  reflected  glucagon  s 
antagonism  to  exocrine  pancreatic  secretions. 


8q20      ACUTE  AND  CHRONIC  MAGNESIUM  DEFICIENCY 

FOLLOWING  EXTENSIVE  SMALL  GUT  RESECTION. 
(E  )   Nielsen,  J.  A.  (Aalborg  Hosp.  North,  Denmark) 
and  E.  H.  Thaysen.  Soand.    J.    Gastroenterol. 
6(7):663-666,  1971. 

A  case  is  reported  of  a  56-yr-old  woman  admitted 
with  acute  gastroenteritis,  whose  only  history  of 
gastrointestinal  disease  had  been  a  cholecystectomy 
15  yr  previously.   Laparotomy  3  days  after  ad- 
mission revealed  marked  congestion  and  slight 
edema  of  almost  the  entire  small  '"destine  and 
abundant  peritoneal  exudate.   Two  days  later  she 
showed  signs  of  shock  and  of  an  adynamic  ileus. 
An  emergency  reexplorat ion  revealed  a  gangrenous 
small  intestine,  which  was  resected,  leaving 
behind  only  the  duodenum,  kO   cm  of  proximal 

e  num  and  15  cm  of  terminal  ileum.   Histolog.ca  ly, 
{here  were  widespread  occlusions  of  the  mesenteric 
arteries  and  hemorrhagic  infarction  of  the  small 
intestine.   She  was  started  on  p.o.  alimentation 
6  days  postoperatively  and,  for  several  weeks, 
continued  to  have  intractable  watery  diarrhea, 
associated  with  hypokalemia,  hypocalcemia  and 
water  dehydration.   Her  sensorium  was  clouded, 
paresthesias  and  muscular  twitching  developed  and 


at  6  weeks  postoperatively  the  serum  magnesium 
was  0.8  mEq/liter.   After  1  week  on  parenteral  _ 
magnesium  her  serum  levels  of  magnesium,  potassium 
and  calcium  returned  to  normal,  her  neurological 
status  improved  and  her  watery  diarrhea  subsided. 
Parenteral  magnesium  was  replaced  with  p.o. 
magnesium  acetate.   She  was  discharged  1  month 
later,  still  underweight,  with  ?-3  bulky  fatty 
stools  per  day.   She  was  maintained  on  80  mEq/liter 
magnesium  equivalent  per  day  p.o.,  p.o.  water- 
soluble  preparations  of  vitamins  A  and  D  and 
vitamin  6,2  injections,  and  has  been  well  on  this 
replacement  regimen  for  3  y. 

8521      THE  ENTEROHEPATIC  CIRCULATION  OF  BILE 

SALTS  IN  GASTROINTESTINAL  DISORDERS. 
(E  )   Garbutt,  J.  T.  (Duke  U.  Med.  Ctr.,  Durham, 
N  C),  L.  Lack  and  M.  P.  Tyor.  Am.    J.   Med. 
5i(5):627-636,  1971. 

Patients  with  surgically  created  ileal  dysfunction 
or  diffuse  ileal  disease  had  markedly  reduced 
enterohepatic  circulation  of  conj ugated  bi le 
salts  when  isotope  and  intraluminal  studies  were 
performed.   The  circulation  appeared  intact  in 
patients  with  duodenojejunal  disorders.   The 
.  patients  with  ileal  disorders  lost  some  6  to  9 
enterohepatic  cycles  in  2l*  hr.   A  compensatory 
contribution  to  the  total  bile  acid  pool  may  be 
made  by  microorganisms,  particularly  bactericides 
species.   A  marked  increase  in  the  glycine  to 
taurine  ratio  was  noted  and  led  to  hyperoxaluria 
and  renal  stones.   Oral  ingestion  of  taurine 
inhibited  this.   Oral  bile  salts  controlled 
steatorrhea  but  increased  watery  diarrhea.   Sub 
stitution  of  dietary  short-chain  fatty  acids  and 
intraluminal  binding  with  -cholestyramine  were 
effective  in  reducing  fecal  volume.   Steatorrhea 
also  resulted  from  bacterial  overgrowth  in  the 
proximal  intestine  due  to  the  inhibition  of 
micel larization. 


8522      PROTECTION  OF  THE  ISCHEMIC  IfESTINE 

WITH  INTRALUMINAL  GLUCOSE.   (E.)   Chiu, 
C  -J   (McGill  U..  Surg.  Clin.,  Montreal,  Quebec, 
Canada),  A.  H.  McArdle  and  F.  N.  Gurd.  Surg. 
Forum  22:Uk-k(>,    1971. 

In  6  anesthetized  dogs,  the  superior  mesenteric 
artery  was  clamped  and  isotonic  radioactive 
glucose  or  isosmotic  radioactive  methyl gl ucose 
was  introduced  i nto  mul ti pie  i leal  sacs,  to 
determine  if  glucose  is  utilized  as  ^  subs  ate 
while  it  provides  mucosal  protection  from   chem.c 
damage.   Since  methyl gl ucose  cannot  be  utilized 
by  the  cells,  lactate  values  in  these  sacs 
represented  endogenous  lactate  product  on   Lactate 
values  were  significantly  higher  in  both  the   _ 
t   ui  ^nd  luminal  fluid  from  ^he  glucose-containing 
sacs  than  in  tissueand  luminal  fl-'  /  °-  ,^ 
methylglucose-containing  sacs.  The  If^^tate  in 
the  glucose  sacs  was  radioactive,  indicating 
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that  the  lumen  glucose  had  been  utilized  as  a 
metabolic  substrate.   After  mesenteric  circulation 
was  restored,  tissues  containing  the  glucose 
showed  increased  morphologic  and  functional 
recovery. 


8523      DUODENAL  DIAPHRAGM.   (E.)   Bilton,  J.  L. 

(Huron  Rd .  Hosp.,  Cleveland,  Ohio)  and 
S.  Yap.  Am.    J.    Gastroenterol.    56  (5) : '*57-/»62 ,  1971. 

Duodenal  diaphragm,  a  web-like  formation  in  the 
second  portion  of  the  duodenum  in  the  region  of 
the  ampulla  of  Vater,  is  discussed.   This  disease 
is  more  common  in  children  but  may  appear  at  any 
age,  even  as  late  as  the  seventh  decade.   The 
symptoms  are  high  intestinal  obstruction,  persistent 
vomiting,  epigastric  distention,  visual  peristalsis 
and  icterus.   Diagnosis  in  the  newborn  is  suspected 
with  the  presence  of  projectile  vomiting  and  must 
be  differentiated  from  esophageal  atresia  and 
pyloric  obstruction.   In  the  adult,  the  diagnosis 
is  rarely  made  preoperat i vely  and  usually  follows 
a  history  of  indigestion  with  vomiting,  epigastric 
distention  and  weight  loss.   X-ray  findings  are 
very  helpful  in  both  infant  and  adult.   Two  case 
reports  are  presented.   In  the  first  case,  the 
diaphragm  was  located  high  in  the  duodenum  and 
was  associated  with  much  fibrosis  and  chronic 
inflammatory  changes.   In  the  second  case,  the 
diaphragm  was  low  in  the  second  portion  of  the 
duodenum  and  devoid  of  inflammation.   Treatment 
of  this  condition  is  controversial  but  consists 
mainly  of  simple  excision,  duodenojejunostomy, 
vagotomy,  gastrojejunostomy  or  resection.   Results 
and  prognosis  were  good  in  both  cases  presented, 
and  seem  good  generally. 


8521*  PEUTZ-JEGHERS  SYNDROME.   INVOLVEMENT 

OF  THE  GASTROINTESTINAL  AND  UPPER 
RESPIRATORY  TRACTS.   (E.)   Jancu,  J.  (Cent.  Emek 
Hosp.,  Afula,  Israel).  Am.    J.    Gastroenterol. 
56(6):5'*5-5't9,  1971. 

A  31-year-old  male  patient  with  Peutz-Jeghers 
syndrome  with  polyps  present  in  the  stomach, 
small  intestine  and  colon  as  well  as  in  the 
maxillary  antrum  and  nasal  choanae  is  presented. 
A  polyp  which  was  located  60  cm  from  the  duodeno- 
jejunal flexure  within  a  jej unojejuna 1  intussuscep- 
tion recurred  within  I  yr  after  its  removal.   All 
of  the  polyps  which  were  surgically  removed  during 
the  course  of  the  patient's  illness  proved  to  be 
benign  adenomas.   The  patient  had  pigmentation 
of  the  eye,  lips,  hands  and  feet,  which  became 
more  prominent  with  time.   No  hereditary  factor 
could  be  identified  in  this  patient.   This  is 
the  second  case  of  Peutz-Jeghers  syndrome  reported 
in  the  Middle  East. 


8525 

(Roy. 
J.  M. 
1971. 


THE  AETIOLOGY  OF  NECROTISING  ENTERITIS 
IN  THE  NEWBORN.   (E.)   Drainer,  I.  K. 
Hosp.  Sick  Child.,  Glasgow,  Scotland)  and 
Anderson.   2.  Kinderahir.    1  0  (S/^t)  :  379-390  , 


Four  of  10  newborn  patients  with  necrotizing  en- 
teritis were  treated  surgically,  with  2  survivals. 
Diagnosis  was  made  in  the  remainder,  either  when 
the  child  was  too  ill  for  surgery,  or  at  autopsy. 
Some  perinatal  abnormality  was  elicited  in  all 
10  cases  with  6  of  the  babies  being  premature  or 
dysmature;  severe  asphyxia  was  noted  in  7  cases. 
The  maternal  history  was  abnormal  in  5  cases. 
Periods  of  good  health  ranging  from  1  to  6  days 
were  noted.   The  babies  then  suddenly  became  ill. 
Symptoms  included  abdominal  distention,  vomiting 
which  rapidly  became  bilious,  grunting  respirations 
cyanosis,  peripheral  circulatory  failure,  rectal 
passage  of  fresh  blood  and,  commonly,  hypothermia. 
X-ray  confirmation  in  this  study  revealed  6 
cases  of  distended  gas-filled  loops,  5  cases  with 
fluid  level  and  1  case  of  pneumoperitoneum.   One 
X-ray  was  normal  and  3  children  were  not  X-rayed. 
The  role  of  gram-negative  endotoxins,  Schwartzman 
reaction,  lysozyme  deficiency,  shunting  of  blood 
from  the  splanchnic  bed,  and  reflex  arteriolar 
or  renular  spasm  is  discussed.   Consideration  of 
these  factors  with  prompt  surgical  intervention 
should  be  used  to  reduce  mortality. 

8526      MUCOSAL  ARCHITECTURE  OF  THE  SMALL  BOWEL 

IN  CASES  OF  PSORIASIS.   (E.)   Barry, 
R.  E.  (Bristol  Roy.  Infirm.,  England),  P.  R. 
Salmon,  A.  E.  Read  and  R.  P.  Warin.  Gut    12(11): 
873-877,  1971. 

Subjects  consisted  of  22  patients  with  psoriasis 
covering  more  than  50%   of  their  body  surface;  20 
normals  age-matched  with  those  with  psoriasis, 
admitted  for  evaluation  of  vague  abdominal  symp- 
toms, in  whom  all  tests  of  small  intestine 
function  were  normal  and  in  whom  no  organic 
disease  could  be  found;  36  previously  asymptomatic 
cases  coming  to  autopsy  after  sudden  death;  15 
patients  who  were  ill  and  had  lost  more  than  28 
pounds  for  reasons  other  than  dermatologic  or 
gastrointestinal  disease;  52  who  came  to  autopsy 
after  weight  loss  of  more  than  28  pounds  during 
a  course  of  illness.   All  were  subjected  to  p.o. 
biopsies  of  the  small  intestine  with  a  Watson 
capsule.   Patients  with  psoriasis  and  those  with 
wasting  diseases  showed  a  greater  incidence  of 
grade  3  (ridged  shaped  villi)  and  grade  k    (ridged 
villi  with  convolutions)  architectural  changes, 
than  of  grade  1  (cylindrical  villi)  or  grade  2 
(leaf-shaped  villi).   In  the  lactose  utilization 
test,  the  degree  of  failure  to  utilize  lactose 
was  related  to  the  extent  of  skin  involvement 
with  psoriasis,  in  the  absence  of  any  impairment 
of  glucose  tolerance  or  excretion  of  D-xylose. 


8527      MESENTERIC  HEMODYNAMICS  DURING  ENDOTOXEMIA 

IN  THE  BABOON.   (E.)   Swan,  K.  G. 
(Walter  Reed  Army  Inst.  Res.,  Washington,  D.  C), 
R.  W.  Barton  and  0.  G.  Reynolds.  Gastroenteroloqy 
6l(6):872-876,  1971. 

The  i.v.  injection  of  Escherichia  col i  endotoxin 
(21  mg/kg)  caused  a  progressive  drop  in  arterial 
pressure,  and  at  2  hr  the  value  was  significantly 
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below  control  pressure.   Neither  bjood  flow  nor 
portal  pressure  was  affected  by  ^he  endotoxin 
durinq  the  l^-hr  experiment,  except  for  a  transient 
increase  in  flow  immediately  after  the  sal.ne 
nfu"on.   Calculated  mesenteric  vascular  _  res  ,  stance 
has  eciined  progressively  after  endotoxin  .n- 
ection  and  at  2  hr  the  value  was  -9nif'cantly 
below  the  control.   Endotoxin  had  "°  f^^HfJ" 
blood  pH.  PC02,  P02  or  oxygen  saturation  when 
measured  at  1  and  3  hr  after  injection.   The 
Toncentration  of  epinephrine  increased  steaiy 
during  the  experimental  period  and  at  k   hr  the 
concentration  of  both  epinephrine  and  norepineph nne 
was  significantly  above  the  control  levels.   Thus. 
Tn  the  baboon  a  lethal  dose  of  endotoxin  which 
induces  severe  arterial  hypotension,  fails  to 
impede  the  flow  of  blood  to  the  intestine. 

8528      BENIGN  LYMPHOID  POLYPOSIS  OF  ILEUM: 

THREE  CASES  AMD  A  REVIEW  OF  THE  LITERA- 
TURE (E.)  Patel,  V.  K.  (U.  Saskatchewan  Hosp. , 
Sask;toon,  Canada)  and  C.  F.  Awen.  Can.  J.  Surg. 
ll,(6):l402-'*05,  1971. 

Three  asymptomatic  cases  of  benign  ly^phoi^ 
polyposis  of  the  terminal  ileum  were  found 

rornd:'"^AUh::gh-ross-?athology  Showed  somewhat 
similar  polyps  in  all  3  cases,  hi stopathology 

V  "d'differences.   In  case  1,  the  mu  tip  e 
globular  polypoid  structures,  suppor  ed  by  thick 
stalks  and  covered  with  many  microvilli,  were 
made  up  of  hyperplastic  lymphoid  tissue   The 
terminal  ends  of  the  polyp,  were  ^\f^l^-  Jl^^ 
polyps  of  the  2  other  cases  revealed  a  lesser 
amount  of  lymphoid  tissue  in  the  stalk  as  well 
^s  in  the  polyp  tips.  Mitotic  figures  were  found 
fre  entVin'case'l,  and  infrequently  in  cases 
2  and  3   The  lesions  in  all  3  cases  showed 
eo'nophils;  reticulum  cells  with  large  P-nk 
nucleoli  were  more  marked  m  case  1.   Para  aortic 
an  mesenteric  lymph  nodes  did  not  --a  -y 
neoplastic  or  hyperplastic  process.   Lymphoid 
poWposis  seems  to  be  more  common  in  men  than  in 

\,   Afvniral  features  found  in  1  case 
:°:g  ;ts  o   b  e'early  malignant  transformation 
progressing  to  multiple  lymphomatous  polyposis. 


8529      DIOSPYROBEZOAR  OF  THE  JEJUNUM  IN  A 
^        POSTGASTRECTOMY  PATIENT.   (E.) 
Edelstein,  M.  M.  (Northridge  Hosp.  F°^"^-,;  .^^^  '  ^^  ^  ' 
E  Freed  and  M.  Wexler.  Avoh.    Surg.    103(6). 
765-766,  1971. 

A  case  of  a  d iospyrobezoar  (persimmon  bezoar) 
obstructing  the  small  intestine  of  a  P°=t 
gastrectomy  patient  is  presented.  A  75  vr  °ld 
woman  had  recurrent  vomiting  and  ep  gastric 
burning.   Two  weeks  earlier  the  pat  ent  had  eaten 
several  persimmons.   A  small  intestine  study 
demonstrated  obstruct  ion  of  the  ejunum  by 
round  grumous  mass  containing  -""^tiple  small 
radiolucencies,  similar  in  appearance  to  feces 


mixed  with  air,  approximately  30  <:^Jj°^'^^ 
stoma  of  a  previous  gastroenterostomy-   A" 
exploratory  laparotomy  and  jejunotomy  ^ere  Per 
formed,  with  evacuation  of  a  bezoar.  Approximately 
TSX  of  gastric  phytobezoars  are  caused  by  the 

eftifn  of  persimmons.   Since  diospyro  ezoars 
require  the  presence  of  acid  persistent  n  the 
gastric  remnant,  they  probably  Remain  a  are 
source  of  postgastrectomy  intestinal  obstruction. 

H^-iO  CALCULUS  IN  A  MECKEL'S  DIVERTICULUM  - 

^"       A  PREOPERATIVE  RADIOLOGICAL  DIAGNOSIS. 
fF  1   Dnvev  P   (Roy.  Marsden  Hosp.,  Sutton 
in.LT     Br     J.   Radiol.    ^^527) :  888-890,  1971. 

A  55-yr-old  man  presented  with  a  2-month  history 
of  abdominal  pain,  mostly  in  the  ;;'9ht  'Ijac 
fossa  but  moving  at  the  end  of  a  day  to  his  back 
Ind  right  buttock.  Radiological  studies  revea  ed 
Tn  o:;al,  laminated  opacity  in  the  -9ht  s,  e  o 
the  Del  vis,  similar  in  appearance  to  a  gal  stone. 
S  ch^ticysiogram  was  normal  and  an  entero  ,  h 

oihu,  in  a  Meckel's  d  verticulum,  was  there 
Tore  cins  dered!  A  barium  meal  and  follow-through 
rminrti^n  showed  the  calculus  to  bejy-g  -n 
the  diverticulum.  The  etiology  of  the  calculus 
n  the  present  case  was  obscure,  but  intes  inal 
ta  is  following  appendectomy,  possibly  with 
secondary  diverticulitis,  may  have  been  a  factor. 

8531      INFLAMMATORY  FIBROID  POLYP  OF  THE  ILEUM: 
"      A  CASE  REPORT.   (E.)   Fenton  F.  (Roy. 

the  presence  of  mitoses  ana  tne  ak-h.   :„f„rnal 
^f  /blood  vessel  with  destruction  of  internal 

nictures  of  inflammatory  fibroid  polyps,  for 
in  any  of  the  lesions. 


COMPLICATIONS  OF  VENTR I CULO  ATRIAL 
AND  PERITONEAL  SHUNTS.   REPORT  OF  A 
CASE  WITH  Ju^LMoSm  EMBOLISMS  AND  INTESTINAL 


8532 
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PERFORATION.   (E.)   Visudhiphan,  P.  (Montefiore 
Hosp.  Med.  Cent.,  Bronx,  N.  Y.)  and  N.  R.  Ghatak. 
J.   Med.   Assoa.   Thai   5^(5) :36l-367,  1971. 


8533      MANAGEMENT  OF  PRIMARILY  MICROBIC  ACUTE 

ENTEROCOLITIS  IN  kO   AGED  SUBJECTS. 
(It.)   Pedrazzi,  F.  (Geriatr.  Hosp.,  Verona, 
Italy)  and  S.  Zanini.  Gazz.    Med.    Ital.    130(7-8): 
269-277,  1971. 


^5h3  DYNAMICS  OF  HEMOSTATIC  CHANGES  IN 

EXPERIMENTAL  LOW  OBSTRUCTION  OF  THE 
SMALL  INTESTINE.  (Rus.)  lanev,  A.  B.  Klin. 
Khir.    5l(5):35-37,  1971. 


85'*4      INTESTINAL  LYMPHANGIECTASIA.   (E.) 

Ream,  C.  R.  (St.  Elizabeth  Hosp., 
Elizabeth,  N.  J.)  and  R.  C.  Ouano.  J.   Med.    Soa. 
NJ  68(6):489-'t91  ,  1971. 


853't      A  CASE  OF  PERFORATION  DUE  TO  PRIMARY 

ULCER  OF  THE  SMALL  INTESTINE.   SURVEY 
OF  THE  LITERATURE.   (Fr.)   Minh,  T.,  M.  Francois 
and  M.  J.  Bonnet.  Grenoble  Med.    Chir.    9(3)- 
107-113,  1971. 


8545      DUODENAL  HEMATOMA  IN  INFANCY  AND 

CHILDHOOD.   (E.)   Mahour-,  G.  H.  (Child. 
Hosp.,  Los  Angeles,  Calif.),  M.  M.  Woolley,  S.  L. 
Gans  and  V.  C.  Payne,  Jr.  J.    Pediatr.    Surg. 
6(2,  Pt.  0:153-160,  1971. 


8535      PIGMENTED  SPOTS  ASSOCIATED  WITH  POLYPOSIS 

(PEUTZ  TOURAINE  JEGHERS  SYNDROME). 
(Ger.)   Schimpf,  A.  (U.  Saarland  Dermatol.  Clin., 
Homburg/Saar,  Germany).  Fortsohr.    Med.    89(16): 
679-682,  1971. 


85'<6      AGONAL  ENTERIC  INTUSSUSCEPTION  REPORT 

OF  FOUR  CASES.   (E.)   Lane,  C.  D. 
(William  Beaumont  Gen.  Hosp.,  El  Paso,  Tex.)  and 
W.  L.  Miller.  Ariz.    Med.    28  (6)  :'t39-i4'tl  ,  I97I. 


8536      LEFT-SIDED  PARADUODENAL  HERNIA.   (Sp.) 

Sanchez  Lopez  Tello,  C.  (U.  Sarre  Surg. 
Clin.,  Homburg/Saar,  Germany)  and  I.  Volkmer. 
Rev.    Esp.    Pediatr.    27(158)  :207-21'4,  1971. 


85^*7      INTESTINAL  OBSTRUCTION  CAUSED  BY 

MECKEL'S  DIVERTICULUM.   (Sp.)   Mundet 
Torrellas,  C.  (Our  Sisters  of  Sagrado  Corazon 
Hosp.,  Barcelona,  Spain).  Baroelona  Quir.    15(2); 
19'»-196,  1971. 


8537      PULMONARY  ALVEOLAR  MICROLITHIASIS:   AN 

INTESTINAL  (INBORN)  ERROR?   (E.) 
Geubelle,  F.  (Baviere  Hosp.,  Liege,  Belgium),  A. 
Lambrechts,  J.  M.  Chantraine  and  L.  Lambrechts. 
Acta  Paediatr.    Belg.    25(2):69-87,  I97I. 


85^(8      POSTTRAUMATIC  RUPTURES  OF  THE  DUODENUM. 

(Rum.)   Sipos,  T.  (United  Hosp.,  Slatina, 
Rumania)  and  I.  Cojocaru.  Chirurgia    (Buour.) 
20(7):6't3-6'(6,  1971. 


8538       INTESTINAL  INTUSSUSCEPTION  AFTER  SHUNT 
OPERATION  FOR  OBESITY.   (Dan.)   Baden, 
H.  (Bispebjerg  Hosp.,  Copenhagen),  E.  Juhl  and  F. 
Quaade.  Word.    Med.    85  ( 1 5) : '♦68-'t69 ,  1971. 


85'«9      THE  ASSOCIATION  OF  MESENTERIC  LYMPH- 
ADENITIS WITH  A  SCOTOCHROMOGENIC 
MYCOBACTERIUM.   (E.)   Heller,  W.  (Middlesex  Mem. 
Hosp.,  Middletown,  Conn.),  A.  J.  Arena  and  R. 
Quintiliani.  Conn.   Med.    35  (5)  :293-29't ,  1971. 


8539       INTESTINAL  OBSTRUCTION  CAUSED  BY  BILIARY 

CALCULI.   (Rus.)   Voitenko,  A.  A.  and 
A.  K.  Mendel.  Klin.    Khir.    51(5):26-31,  I971. 


8550      DUODENAL  TRANSPOSITION  OF  THE  EFFERENT 

LOOP  IN  THE  DUMPING  SYNDROME.   (Sp.) 
Anonymous.  Dia  Med.    '(3  (^4) :  109-1  10  ,  1971. 


85^0      PROPHYLAXIS  OF  EARLY  POSTOPERATIVE 
ADHESIVE  INTESTINAL  OBSTRUCTION  IN 
PERITONITIS.   (Rus.)   Sinkevich,  V.  P.  Klin. 
Khir.    51(5):31-35,  1971. 


8551 
1971. 


INTESTINAL  ISCHEMIC  SYNDROMES.   (Sp.) 
Anonymous.  Bia  Med.    43  Ct) : 1 14-1 16, 


8541      PERFORATION  AND  INTESTINAL  OBSTRUCTION. 

(Fr.)   Le  Neel,  J.  C.  (CHU  Surg.  Clin. 
A,  Nantes,  France),  J.  Leborgne,  J.  Visset  and  M. 
Mousseau.  J.    Chir.    (Paris)    1 02  ( 1 -2) :65-76 ,  I971. 


8542      PARTIAL  COMPRESSION  OF  THE  DUODENUM 

DUE  TO  MALROTATION.   (Hun.)   Gorgenyi , 
A.  (Semmelweis  Med.  U.,  Budapest,  Hungary)  and  S. 
Fedak.  Gyermekgyogyaszat  22(2) -.267-27]  ,    I971. 


8552      THE  PATENT  OMPHALOMESENTERIC  DUCT. 

(E.)   Doscher,  C.  III.   Med.    J.    139(5) 
493-496,  1971. 


8553      DUODENITIS:   FACTS  AND  FICTION.   (E.) 
Cheli,  R.  (U.  Genoa  Inst.  Clin.  Med., 
Italy).  Endoscopy   3(2) : IO6-IO8,  1971. 


8554      THE  INFLUENCE  OF  SUBTOTAL  RESECTION  OF 
THE  SMALL  INTESTINE  ON  THE  LEVEL  OF 
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PROTEINS,  FATS  AND  SUGAR  IN  DOG  BLOOD  SERUM. 
(Rus.)   Mrozovski.  D.,  M.  ^f ^h^^^'^'  ^2  .  j./^e 
Semanich.  Eksp.    Khir.   Anestes^o^.    16(2).'*3  '^b, 

1971. 


8555 


INTESTINAL  NODULAR  LYMPHOID  HYPERPLASIA. 

HYPOGAMMAGLOBULINEMIA,  AND  HEMATOLOGIC 
ABNORMALITrES°mTcH,LD  WITH  A  «'-^;^B;HR0M0S0ME. 
1^    ^      Mlrhaels   D.  L.   Natl.  Jewish  Hosp.  Kes. 
;'   ;;™"  io,o.).S.  Go.ndJ.  R.  Hu»b.rt. 
J.   Pediatr.    l^m-.iO-St.   1971. 

Houston,  Tex.).  J-    Pemavr.    ij\<i 


8557 


IRRITABLE  COLON  SYNDROME.   (E.) 
Pinparkar,  B.  D.  (KEM  Hosp.  Gastroenterol 
hidian  Pract.    24  U  )  • 


CI  in.  ,  Bombay,  India) . 
65-71,  1971. 


8558 


INFECTIOUS    INTESTINAL    DJ_SEASES. 


MEASURES 

I  H?"  Ul^  1  1WUJ   11.11-.^ -  -  /r  ^ 

FOR  PREVENTION  IN  THE  USSR.   (E.) 
Shatrov,  I.  and  L.  Margulis.  Indian  Med.    For^ 
22(l):l8-20,  1971. 


8559      CLOSED  INJURIES  OF  THE  DUODENOJEJUNAL 
^"      SEGMENT.   (Ser.)   Bervar,  M._(M.l.t 
I  Acad   Belgrade,  Yugoslavia).  Vo^nosamt. 


Med 


Pregl.    28(i.)  :202-20'4 ,  1971 


Rcf^o      ROLE  OF  THE  INTESTINE  Ml  IMMUNE 
^^^°      RESPONSES.   (Fr.)   Roy,  C.  C.  (Sainte 
Montreal,  Quebec,  Canada  and  P. 
Union  Med.    Can.    1 00 (5) : 896-902 , 


Justine  Hosp 
L'Esperance. 

1971. 
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U.  Med. ,  Tokyo) 
863-868,  1971. 


and  D.  Noyez 
1971. 


8562 


STENOTIC  LESIONS  0^  ^^E  SM'^'-'-.^"^'''^  . 

ETIOLOGICAL  DILEMMA.   (E.)   Kidd,  F.  H. 
jr   (U.  Texas  Southwestern  '^^^-Sch.   Dallas) 
and  D.  Vanderpool.  Tex.   Med.    67(5) =60-63,  1971. 


Stomach  Intest.    (Tokyo)   6(7): 


INFLAMMATORY  FIBROID  POLYPS  OF  THE 
SMALL  INTESTINE.   (Out.)   Braeckman,  J. 

(H.  Hart  Hosp.,  Roeselare  I^^l^i^^  zJ?;  o?.T2^55 
Tijdsahr.    Geneeskd.    27 UO)  .^ij/  453, 


8565 


ENDOSCOPIC  DIAGNOSIS  "^  "I^J'NAL 
MFTAPLASIA  IN  THE  GASTRIC  MUCOSA. 
(Jap.)   Yokoyana,  1.  (Women's  Med.  Coll   Tokyo) 
T  ?akenoto  and  K.  Kimura.  Stomach  Intest. 
(Tokyo)   6(7):869-87^  1971. 


8566 


8563 


ENZYME  HISTOCHEMISTRY  OF  INTESTINAL 
METAPLASIA  IN  THE  STOMACH.   (Jap.) 


/,/   u  II  c^h  HpH   Fukuoka,  Japan;, 
Abe,  M.  (Kyushu  U.  Sch.  Med   ^.^  ^^^^^^  Stomach 
H     Ohuchi.  M.  Akamatsu  and  T.  Matsumoto. 
intent.    (Tokyo)    ei7):m-m,    1971. 


8567 


ANGIOGRAPHIC  FINDINGS  IN  SPACE  OCCUPYING 
LESIONS  OF  THE  DUODENUM.   (Ger.) 

21  (114):  1136-11 '♦2,  1971. 

856^      INTESTINAL  METAPLASIA:   ITS  RADIOLOGIC 
^^        DIAGNOSIS.   (Jap.)   Aoyama .  D.  (Kyorin 


PATTERNS  OF  INTESTINAL  METAPLASIA  OF 
THE  GASTRIC  MUCOSA.   (Jap.)   Yoshi.i. 

(Nippon  Med.  Sch.,  Tokyo).  Stomach  Intest. 

(Tokyo)   6(7): 881 -888,  1971. 


8568 


A  CASE  OF  POSTOPERATIVE  INTESTINAL 
:,EmSrRHAGE.   DEMONSTRATION  OF  BLEEDING 
SITE  BY  SELECTIVE  ANGIOGRAPHY.   (Jap.)   Ohsato, 
K   (Kyushu  U.,  Sch.  Med.,  fukuoka  Jap-")'^" 
Naganitsu  and  F.  Zeze.  Stomach  Intest.    (Tokyo) 
6('5):621-625.  1971. 

RcAQ      'BLIND  POUCH'  SYNDROME  FOLLOWING 

^^^^      iStESTINAL  RESECTION.  ^^-/ \,l\''''''-' ' 

I.  D.  and  V.  A.  Plotnikov.  Sov.  Med.    3^(b): 

112-115,  1971. 

8570      LEIOMYOSARCOMA  OF  JE^™-  ,S!  1  ^33.,  3I, 
Smirnov,  E.  A.  Sov.   Med.    3M6).133  U", 

1971. 


8571 


OCCLUSIVE  ILEAL  ILEUS  DUE  TO  A  GIANT 
AORTIC  ANEURYSM.   (Pol.)   C.eslik,  R. 


8572 


THE  SURGICAL  IMPORTANCE  OF  MECKEL'S 
DIVERTICULUM.   (Hun.)   Ihasz  n. 
,  ■      uA      II   Budapest).  Orvoskepzes 
(Semmelweis  Med.  U.,  BuaapesL;. 

i»6(3):  169-179,  1971. 


8573 


TUP  IMFIUENCE  OF  INTESTINAL  RESECTION 
r    ^ESTINAL  EXCISION  ON  SURVIVAL  IN 
CASES  OF  e5  ERIMENTAL  HEMATOGENIC  SHOCK.   (Hun.) 
Gergely,  M.  (Med.  U.  Szeged,  Hungary).  Orv. 
S!.  il2(15):855-857,  1971. 


857'* 


KCTU      INTESTINAL  ENDOMETRIOSIS.   (Dut.) 
""'      ianLent.D.  (Bergweg  Hosp   Rotterdam, 
Netherlands).  Ned.    Tijdschr.    Geneeskd.    115(33). 
1375-1378,  1971. 
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8575      AN  EXPERIMENTAL  AND  CLINICAL  STUDY  OF 

EXTENSIVE  RESECTIONS  OF  THE  SMALL 
INTESTINE.   (For.)   Junior,  A.  (Sch.  Med.,  Porto, 
Portugal).  Medico    (Porto)    59  (1027) : /(67-493 ,  1971 


8576      DUODENAL  DIVERTICULA.   (Por.)   Branco 

Ribeiro,  E.  (Sao  Lucas  Sanit.,  Sao 
Paulo,  Brazil)  and  H.  F.  Loyarte.  Med.    Univers. 
(Lisboa)    1'4(3):  167-170,  1971. 


8577      NUTRITION  AND  ABSORPTION  IN  THE  PRESENCE 

OF  THE  PATHOLOGIC  BACTERIAL  FLORA  OF 
THE  SMALL  INTESTINE  IN  ENTEROPATHIES.   (Rum.) 
Fodor,  0.  (Inst.  Med.  Pharm. ,  Cluj,  Rumania),  D. 
Dumitrascu  and  I.  Szantay.  Med.    Interna    (Buaur. ) 
23(6):651-658,  1971. 


8585      PERSISTENCE  OF  THE  OMPHALOMESENTERIC 

DUCT  IN  AN  INFANT  WITH  ACUTE  ENTERITIS, 
(It.)   Menichini,  G.  (U.  Pisa  Pediatr.  Clin., 
Italy),  G.  Zanda  and  G.  Giuliani.  Minerva 
Pediatr.    23 (18) :787-793 ,  1971. 


8586      THE  RISK  OF  OVERLOOKING  INTESTINAL 

CANCER  IN  DIAGNOSING  OTHER  ABDOMINAL 
DISEASES.   (Sw.)   Sjodahl,  R.  (Reg.  Hosp., 
Linkoping,  Sweden).  Lakartidningen  68  (25) : 
2917-2920.  6  2952,  1971. 


8587      TOTAL  VOLVULUS  OF  THE  SMALL  INTESTINE 

IN  MECKEL'S  DIVERTICULUM.   (Bui.) 
Nastev,  V.  lOiirurgiia    (Sofiia)    2't  (2)  :21  3-21  it 
1971. 


8578  GUT  BACTERIA  AND  ETIOLOGY  OF  CANCER  OF 
THE  BREAST.   (E.)   Hill,  M.  J.  (St. 

Mary's  Hosp.  Med.  Sch.,  London),  P.  Goddard  and 
R.  E.  0.  Williams.  Lancet   idlll) -.kll-kll ,    I97I. 

8579  MULTIPLE  DIVERTICULA  OF  THE  SMALL 
INTESTINE.   (Rus.)   Cherniagina,  Z.  A. 

and  B.  G.  Perepelkin.  Klin.    Khir.    5!-(5)  :  89-90, 


8580      MUCINOUS  CARCINOMA  OF  THE  ILEUM  IN  THE 

RAT.   (E.)   Wells,  G.  A.  H.  (Huntingdon 
Res.  Ctr.,  England).  J.    Pathol.    103  (/()  :271-275, 


8581      MALIGNANT  TUMORS  OF  THE  DUODENUM. 

(REPORT  OF  6  CASES  OF  TUMORS  PRESENTING 
DISTAL  TO  THE  AMPULLA  OF  VATER).   (Fr.)   Blery, 
M.  (Ambroise  Pare  Hosp.,  Boulogne,  France),  V.' 
Bismuth  and  M.  Bard.  Ann.    Radiol.     (Paris)'  \kh-d,) 
5'43-553,  1971. 


8582      ARGENTAFFIN  AND  OTHER  'ENDOCRINE'  CELLS 

OF  THE  SMALL  INTESTINE  IN  THE  ADULT 
MOUSE.   I.   ULTRASTRUCTURE  AND  CLASSIFICATION. 
(E.)   Ferreira,  M.  N.  (McGill  Univ.  Dept.  Anat., 
Montreal,  Quebec,  Canada).  Am.    J.    Anat.    131(3)' 
315-330,  1971. 


8583      CLINICAL  CHARACTERISTICS  OF  CHRONIC 

DUODENITIS  IN  CHILDREN.  (Rus.)  Reznik, 
B.  I.  and  N.  I.  Koval .  Pediatriia  (Mosk. )  50(5)-' 
26-30,  1971.  "^  ^^' 


8584      RETRACTILE  MESENTER IT  I S :   A  CASE  REPORT 
AND  A  REVIEW  OF  THE  LITERATURE.   (E  ) 

M'5"'!o^^  ^?'^  ^-  ^-  Greenspan.  Mt.    Sinai  J. 
Med.    38  (4): 384-389,  1971. 


CLUBBING  AND  OSTEOARTHROPATHY  ASSOCIATED 
WITH  PRIMARY  UPPER  SMALL  INTESTINAL 
LYMPHOMA.   (E.)   Bakhshandeh,  K.  (Pahlavi  U. 
Sch.  Med.,  Shiraz,  Iran),  K.  Nasr,  P.  Haghighi 
and  M.  Haghshenas.  J.    Trap.    Med.    Hiiq.    74(5)- 
117-118,  1971.  iiy  ^   I 


8589      STUDIES  ON  BILE  ACID  METABOLISM  IN  THE 

BLIND  LOOP  SYNDROME  WITH  4  I'^C 
CHOLESTEROL.   (Ger.)   Begenann,  F.  (Univ.  1st 
Med  Clin.,  Hamburg,  Germany).  Klin.    Wochenschr. 
49(14):808-814,  1971. 


8590      THE  CONGENITAL  MEMBRANOUS  STENOSES  OF 
THE  DUODENUM  IN  ADULTS.   (Gar.)   Gay, 
B.  (Martin  Luther  U.  Surg.  Clin.,  Halle,  Germany), 
H.  G.  Bears  and  G.  Blumenstein.  Zentralbl.    Chir 
96(l9):64l-649,  1971. 


8591      DUODENAL  DUPLICATION  (OR  PANCREATIC 
BLADDER)  PRESENTING  AS  DOUBLE  GALL- 
BLADDER.  (E.)   Wrenn,  E.  L.,  Jr.  (U.  Tennessee 
Med.  Sch.,  Memphis)  and  B.  E.  Fa vara.  Surqeru 
69(6):858-862.  1971. 


8592      INTESTINAL  OBSTRUCTION  CAUSED  BY  MECKEL'S 

DIVERTICULUM.   (Rus.)   Grach,  Z.  I. 
and  L.  R.  Novofastovskai a .  Sov.   Med.    34(5)- 
l't9-150,  1971. 


8593      PRIMARY  CARCINOMA  OF  THE  JUNCTION 

BET\JEEN  2ND  AND  3RD  PARTS  OF  THE 
DUODENUM  IN  A  30-YE^R-OLD  WOMAN.   (Fr.)   Grosdidier, 
J.  (Sch.  Med.,  Nancy,  France),  B.  Richaume  and 
P.  Feugier.  Sent.    Hop.    Paris   47  (23)  :  1  507-1  508. 
1971. 


859A      MALIGNANT  VILLOUS  TUMOR  OF  THE  JEJUNUM, 
(Fr.)   Hiilemand,  P.  (Vaugirard  Hosp., 
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Paris),  M.  Roux  and  H.  J.  Bernard. 
Paris   '♦7(23):1509-1511,  1971. 


Sem.    Hop. 


8595 


INTESTINAL  OBSTRUCTION  PRODUCED  BY 
OEDEMA  OF  THE  SMALL  BOWEL.   (E.) 
Perdikis.  P.  (Baragwanath  Hosp.   Johannesburg 
South  Africa),  A.  Schmaman  and  L.  Gien.  S.   Ajr. 
J.   Surg.    9(2) =87-91 .  1971. 


EXPERIENCE  WITH  A  MODIFICATION  OF  NOBLE'S 

METHOD  OF  FOLDING  OF  THE  SMALL  INTESTINE. 

Krai,  V.  (Dist  Publ  .  Health  Inst.,  Karlovy 

Vary  Czechoslovakia),  V.  Sirna_and  V, 

Eozhl.   Chir.    50(6): 305-309, 


8596 
(Cz.) 


Wachtfeidl 


1971. 


F.  Haass  and  D. 
1971. 


Gunther.  Radiologe   1 1  (7) = 258-260 , 


SqqS      RADIOGRAPHIC  CHANGES  OF  THE  SMALL 
INTESTINE  IN  LYMPHOID  HYPERPLASIA 
ASSOCIATED  WITH  DYSGAMMAGLOBUL I NEMI A.   (E.) 
fronnlr,  T.  (U.  California  Sch.  Med   Jan   rancsco) 
and  G.  R.  Smith.  Radiol.    Clvn.    Bvol.    A0(3). 
18'»-189,  1971. 

gcqo      A  CASE  OF  FULL  TERM  PREGNANCY  CONCURRENT 

WITH  A  HUGE  INTESTINAL  ANGIOMA.   (Pol.) 
Bobrzynska,  B.  (Med.  Acad.  Inst.  Gynecol .Cracow. 
Poland)  and  A.  Bromboszcz.  Przegl.    Lek.    2715). 
i403-'*05,  1971. 


Rqq?      A  MODIFIED  TECHNIC  OF  DUODENOGRAPHY  FOR 

THE  ASSESSMENT  OF  DUODENAL  CONDITIONS 
AND  THEIR  PATHOLOGIC  CHANGES.   (Ger.)   Kisseler, 
B   (U.  Dusseldorf  Med.  Inst  Radiol.  Clin..  Germany), 


8600      DIAGNOSIS  AND  TREATMENT  OF  EARLY  POST- 

OPERATIVE  INTESTINAL  OBSTRUCTION. 
(Fr  )   Setbon,  L.  (Lar  i  boi  s  1  ere  Hosp.,  Pans). 
Pre'sse  Med.    79(2A) :  1 1 17-1 120,  1971. 


See  also  numbers:   8O89,  83^*1.  8/tlO,  8i.2B.  8 W ,  8465,  8^95.  8'.96,  8^(98,  8507,  87I8,  8986,  8988 
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8601      PNEUMATURIA  AS  A  PRESENTING  SIGN  OF 

REGIONAL  ENTERITIS.   (E.)   Peck,  0.  C. 
(Palo  Alto  Med.  Clin.,  CaUf-)  and  «.  R  Baob. 
Am.    J.    Gastroenterol.    56  (5)  :'^63-'*65,  1971. 

A  case  report  of  a  37-yr-old  male  patient  with 
repeated  urologic  investigation  for  bladder 
symptoms  including  pneumaturia  is  presented.   Two 
yr  after  his  initial  urinary  tract  symptoms  he 
was  hospitalized  for  cramping  abdominal  pain  and 
was  diagnosed  as  having  gastroenteritis.   Barium 
examination  revealed  an  enlarged  terminal  1  eum 
lying  near  the  bladder.   At  laparotomy  the  distal 
ileum  was  found  to  be  thickened,  '"flamed,  and 
adherent  to  the  bladder.   A  fistulous  tract  that 
extended  from  the  ileum  into  the  bladder  was 
removed,  and  a  2.5-cm  section  of  the  b  adder 
excised.   The  diseased  ileum  was  resected  and  an 
end-to-end  i 1 eoascendi ng  colostomy  accomplished. 
Microscopic  studies  on  the  ileum  revealed  reg lonal 
ileitis    It  is  unusual  that  this  patient  s 
bladder  complaints  preceded  those  referable  to 
his  diseased  ileum,  and  it  was  only  after  he 
mentioned  pneumaturia  that  attention  was  Q'^en 
to  the  gastrointestinal  tract.   Urolog 1 c  compl 1 ca 
tions  may  accompany  inflammatory  bowel  diseases 
and  therefore  patients  with  urinary  tract  symp  oms 
should  be  studied  for  possible  underlying  bowel 
di  sease. 


8602      ON  THE  SURGICAL  TREATMENT  OF  CROHN  S 

DISEASE.  (E.)  Lubbers  E.  J-  ^-^U. 
Nijmeqan  Dept.  Surg.,  Netherlands).  FoUa  Med. 
meri.    lM'4):  139-1'*'*,  1971. 

Forty  patients  (65^0  of  the  total)  «'^1>  Crohn's 
disease  required  surgical  treatment  during  the 
period  1957  to  1970.  These  patients  were  then 
followed,  with  the  shortest  fol low-up  be ing  6 
months.   The  operative  procedure  of  choice  was 
resection,  except  in  2  cases  where  this  was 
echnical  y  impossible  due  to  ileitis,  and  in  3 
atlents  with  ileocolitis  where  a  -ostomy  was 
established.   The  colostomy  soon  P^^^f  '°  L 
insufficient  In  1  case  and  resection  had  to  be 
nerformed.   In  2  other  cases,  the  stoma  was 

^sed  because  of  favorable  results,  but  within 
2  and  3  yr,  resp.,  a  coloproctectomy  had  to  be 
performed.   Poor  results  were  observed  after 
Tntlro-anastomosis  and  this  P-^dure  has  bee 
abandoned.   There  were  no  deaths  ^f ter  3^  f ' rst , 
and  17  second  operations;  ^^^  patients  who 
required  a  third  operation.  2  died   1  °<^/  P^^'^"'^'^ 
who  underwent  a  fourth  operation  died   A  malignant 
seminoma  caused  the  fourth  death.   Thus  the 
mortality  rate  for  the  series  was  10^.   Resu  ts 
of  the  study  indicate  that  satisfactory  results 
can  be  achieved  in  70°^  of  the  cases  afte  1  or 
several  operations.   Results  are  better  if 
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conservative  treatment  is  exhausted  prior  to 
first,  second,  or  third  surgical  procedures. 
Resection  should  include  some  normal  tissue  but 
excessive  resection  is  to  be  avoided. 


8603      AN  EPIDEMIOLOGICAL  STUDY  OF  CROHN'S 
DISEASE  IN  NORTHEAST  SCOTLAND.   (E.) 
Kyle,  J.  (Roy.  Infirm.,  Aberdeen,  Scotland).' 
Gastroenterology   61  (6) :826-833,  1971. 

The  incidence  and  prevalence  of  Crohn's  disease 
in  Northeastern  Scotland  between  1955  and  I969 
was  studied.   During  the  15  yr  period,  I66  cases 
of  Crohn's  disease  were  observed.   Of  these,  80% 
(133)  had  small  intestinal  involvement  (regional 
enteritis),  and  in  the  remaining  33  the  colon  and 
rectum  were  the  sites  principally  affected.   The 
risk  of  developing  Crohn's  disease  was  greatest 
in  the  third  decade  of  life,  more  than  30%   of 
the  cases  then  being  of  the  small  bowel  type. 
Female  outnumbered  males  by  almost  2  to  1  (IO6 
to  60).   The  incidence  per  100,000  per  annum 
between  1955  and  I96I  in  Aberdeen  was  1.4  and  1  9 
for  males  and  females,  resp.,  and  1.8  for  both 
males  and  females  in  Uppsala.   During  I962-67 
the  incidence  in  Uppsala  was  3.4  for  males  and 

for  females,  while  in  Aberdeen,  between  I962 
and  1968  the  incidence  for  males  and  females  was 
1.9  and  3.0,  resp.   The  prevalence  was  32.5/100  000 
in  1969  in  Aberdeen,  and  27.0/100,000  in  I967  in 
Uppsala.   Most  of  the  observed  increase  was 
attributed  to  colonic  disease  in  older  females 
The  incidence  was  higher  in  city  dwellers  than' 
people  living  in  rural  areas;  however,  marital 
status,  social  class,  blood  group  and  familial 
factors  did  not  affect  the  incidence. 


8605      CLINICAL  FEATURES  AND  EPIDEMIOLOGICAL 

DATA  ON  CROHN'S  DISEASE  IN  THE  BASLE 
AREA.   (E.)   Fahrlander,  H.  (U.  Basel  Med.  Surg 
CI  ins.,  Switzerland)  and  C.  Baerlocher.  Soand 
J.    Gastroenterol.    6  (7) :657-662  ,  I971. 

During  the  10-yr  period  from  I96O  through  I969 
in  Basle,  Switzerland  there  were  110  cases  of 
Crohn's  disease  of  the  small  and  large  bowel 
For  the  entire  period  the  yearly  incidence  was 
1.6/100,000,  while  for  the  first  7  yr  it  was 
1.1/100,000  and  for  the  last  3  yr,  2.6/100,000. 
The  mean  yearly  mortality  rate  was  0.14/100,000. 
Isolated  terminal  ileitis  was  found  only  in'37 
patients  (33.6?),  and  ileocolitis  in  25  (22.71). 
Ileitis  or  ileocolitis  combined  with  some  other' 
areas  of  colonic  involvement  was  found  in  10  {3%) 
total  or  subtotal  colitis  in  25  (22.7%).   Surgery' 
with  subsequent  histological  confirmation  of  the 
lesion  was  done  in  61  cases,  while  another  8  were 
verified  by  biopsy,  and  in  4l  diagnosis  was  made 
by  X-ray  alone.   Among  93  patients  the  time 
between  the  onset  of  symptoms  and  diagnosis  was 
1  yr  or  less  in  60,  2  yr  in  5,  3-5  yr  in  14, 
5-10  yr  in  11  and  longer  in  3. 


8606      REGIONAL  ENTERITIS.   (Sp.)   Guix 

Santasusagna,  M.  (St.  Cruz  San  Pablo 
Hosp   Barcelona,  Spain).  Barcelona  Quir. 
15(2):157-163,  1971. 


8607      HISTOPATHOLOGY  OF  CROHN'S  DISEASE. 

(E.)   Morson,  B.  C.  (St.  Mark's  Hosp., 
London).  Saand.    J.    Gastroenterol.    6  (7)  .-573-575, 


8604      SURGICAL  AND  INTERNAL  MEDICAL  TREATMENT 

OF  REGIONAL  ILEITIS.   (Ger.)   Grewe, 
H.  E.  (Osnabruck  City  Hosp.,  Germany),  K.  Lampe 
and  V.  Berndt.  Zentralbl.    Chir.    96  (42) : I  448- 1 459 
1971.   (31  references)  ' 

A  review,  supplemented  by  statistical  analysis  of 
50  cases,  concludes  that  surgery  is  the  treatment 
01-  choice  for  patients  with  Stage  I  I  I  of  Crohn's 
disease,  while  medication  is  the  treatment  of 
choice  for  patients  with  Stage  I  or  I  I .   In  the 
presence  of  positive  immunologic  findings  in 
Stage  I  or  II,  or  in  Stage  III  patients  not 
requiring  immediate  surgical  intervention,  supple- 
TTnn^''^/^''^^^'"^"*  ^'^^  azathioprine  is  recommended 
UOO  mg/day,  with  or  witnout  concurrent  prednisone 
and  subject  to  determination  of  WBC,  thrombocyte 
and  hemoglobin  levels  every  third  day).   Immunologic 
findings  were  positive  in  11  of  15  patients 
studied  from  this  point  of  view.   At  the  time  of 
report,  10  who  were  treated  with  azathioprine 
(as  above)  had  been  free  of  recurrence  for  periods 
of  6-18  months,  and  5  of  10  had  shown  negative 
immunologic  findings  at  the  end  of  the  first  6 
months  of  treatment. 


8608      NONSCLEROSING  TERMINAL  ILEITIS  IN 

CHILDREN.   (Pol.)   Winnicki,  S.  (Med 
Acad,  Dept.  Pediatr.  Radiol.,  Warsaw,  Poland)   T 
Zalewski  and  D.  Jakubowska.  Pol.    Przeql.   Radiol 
Med.   Nukl.    35(4):425-430,  I971. 


8609      REGIONAL  ENTERITIS  (CROHN'S  DISEASE). 

(E.)   Engel,  A.  and  T.  Larsson   (Eds.) 
Stockholm,  Nordiska  Bokhandelns  Forlag,  1971, 
324  pp. 


8610      INTESTINAL  OBSTRUCTION  AS  A  SEQUEL  OF 

CROHN'S  REGIONAL  ENTERITIS.   (Rum  ) 
lliescu,  G.  (Alex  Sahia  Hosp.,  Bucharest,  Rumania) 
G.  Popa  and  D.  Minculescu.  Chirurgia    (Buaur.) 
20(7):637-64l,  1971. 


8611 


ILEOCOLIC  CROHN'S  DISEASE.   (Fr.) 
Roux,  M.  (Vaugirard  Hosp.,  Paris)   P 

Hillemand  and  A.  De  Lavedan  De  Casaubon. 

Hop.    Parts   47(23) : 1512-1514,  1971 


Sem. 
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8612 


CROHN'S  DISEASE:   AN  UNUSUAL  CAUSE  OF 
ACUTE  INTESTINAL  OCCLUSION.   (Sp.) 

Orgaz,  J.  (Med.  Ctr.,  Cordoba,  Argentina),  A. 

Juaneda  and  0.  Mangini.  Prensa  Med.    Argent. 

58(5):272-27'»,  1971. 


8613      MEDIUM  CHAIN  TRIGLYCERIDES  IN  THE 

THERAPY  OF  SMALL  BOWEL  CROHN'S  DISEASE, 
(E  )   Tasman  Jones,  C.  (Auckland  Hosp.,  New 
Zealand).  NZ  Med.    J.    73  ('^67)  :  21  i4-21  5  ,  1971. 


See  also  numbers:   8643,  8656,  87^3 
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86114      LACTOSE  AND  LACTASE  -  A  HISTORICAL 

PERSPECTIVE.   (E.)   Kretchmer,  N. 
(Stanford  U.  Sch.  Med.,  Calif.).  Gastroenterology 
61 (6):805-8l3,  1971. 

The  role  of  lactase  in  the  metabolism  of  lactose 
In  various  species  and  in  man  is  reviewed  (k8 
references).   A  major  emphasis  is  placed  on 
reports  from  various  countries  of  intolerance  to 
lactose  of  infants  and  children,  with  special 
reference  to  recent  studies  of  this  disorder  of 
metabolism  in  various  African  nations  and  in  the 
American  Black.   Variations  in  lactose  metabolism 
at  different  stages  in  the  development  of  the 
individual  are  compared  in  man  and  several  animal 
species . 

8615      TRANSIENT  LACTOSE  INTOLERANCE  IN  PRE- 
MATURE INFANTS.   (E.)   Abdo-Bassols 
F.   F.  Lifshitz  (U.  Maryland  Hosp.,  Baltimore), 
E'oiaz  del  Castillo  and  V.  Mart i nez-Garza . 
Pediatrics   it8(5)  :8l6-821  ,  1971. 

Two  premature  infants  who  presented  transient 
lactose  intolerance  since  birth  are  reported. 
The  parents  of  both  patients  and  2  siblings  of  1 
were  also  intolerant  to  this  d i sacchar 1 de.   Both 
infants  were  males  born  after  3^   weeks  gestation. 
The  2  infants  had  flat  sugar  curves  and  an  in- 
tolerance to  lactose  during  the  first  2  months 
of  life,  as  manifested  by  liquid  stools  with 
acid  pH  and  excretion  of  large  amounts  of  reducing 
substances  and  glucose  in  the  feces  while  being 
fed  milk  formula  or  when  given  a  standard  oral 
load  of  lactose  (1.75  g/kg  body  weight).   Lactose 
intolerance  in  these  patients,  their  siblings, 
and  their  parents  may  or  may  not  have  been  due 
to  a  familial,  hereditary  lactose  deficiency. 


8616  DIFFERENTIAL  DIAGNOSTIC  APPROACH  TO 
CLINICAL  PROBLEMS  OF  MALABSORPTION. 
(E.)  Wilson,  F.  A.  and  J.  M.  Dietschy  (U .  Texas 
Southwestern  Med.  Sch.,  Dallas) 
61(6):911-931,  197i. 


Gastroenterology 


The  major  spontaneous  and  iatrogenic  malabsorption 
syndromes  are  classified,  and  the  usefulness  and 


possible  artifacts  of  the  commonly  utilized  tests 
of  intestinal  function  are  outlined.   The  labora- 
tory findings  in  some  1000  cases  of  malabsorption 
obtained  from  the  literature  are  reviewed.   The 
normal  mechanisms  of  fat  absorption  are  compared 
with  protein  and  carbohydrate  absorption.  Tests 
used  to  differentiate  the  types  of  malabsorption 
include  quantitative  stool  fat  determination,  _ 
fecal  nitrogen,  xylose  absorption,  B,2  absorption 
and  peroral  small  intestinal  biopsy.  The  correla- 
tion between  pathophysiology  and  absorptive  tests 
In  disorders  of  fat  absorption  is  divided  into  b 
areas-   insufficient  intraluminal  pancreatic 
enzyme  activity,  intramural  small  intestine  disease, 
malabsorption  due  to  multiple  defects,  malabsorption 
of  uncertain  etiology,  and  steatorrhea  secondary 
to  drug  administration.   The  pathophysiology  ot 
individual  diseases  and  disorders  causing  mal- 
absorption are  discussed  within  this  framework. 
Grouping  the  malabsorption  syndromes  according 
to  the  site  of  the  defect  has  considerable  use- 
fulness since  diseases  that  alter  absorpt ion  at 
the  same  locus  tend  to  have  similar  diagnostic 
findings  in  terms  of  the  degree  of  steatorrhea, 
the  presence  or  absence  of  azotorrhea,  the  re- 
sults of  xylose  and  B,2  absorption  tests,  and 
the  potential  usefulness  of  the  intestinal  biopsy. 

8617      INTESTINAL  MALABSORPTION  AND  THE  SKIN. 

(E.)   Marks,  J.  (Roy.  Victoria  Infirm., 
Newcastle  upon  Tyne,  England)  and  S.  Shuster. 
Gut   12(ll):938-9'47,  1971. 

There  are  k   ways  in  which  diseases  of  the  skin  and 
intestine  can  be  interrelated:   malabsorption  can 
cause  a  rash;  a  rash  can  cause  malabsorption; 
both  can  have  a  common  cause  or  they  can  be 
related  indirectly.   Rashes,  usually  eczematous 
or  psoriasiform,  occur  secondary  to  tropical 
sprue  or  postgastrectomy  steatorrhea  andgluten- 
induced  enteropathy,  but  no  information  is 
recorded  in  the  case  of  pancreatic  steatorrhea. 
The  mechanism  of  rashes  produced  by  malabsorption 
have  not  been  worked  out.   Dermatogenic  enteropathy 
(steatorrhea  resulting  from  a  rash   is  most  common 
and  severe  in  patients  with  extensi ve_ rashes .  and 
disappears  and  commonly  recurs  following  the 
course  of  the  skin  disorder.   Intestinal 


1026 


MALABSORPTION 


malabsorption  of  fat,  d-xylose,  iron,  folate, 
calcium  and  lactose  has  occurred  in  patients' 
with  dermatogenic  enteropathy,  but  whether  mild 
structural  changes  in  the  small  intestinal 
mucosa  occur  is  unknown.   Diseases  common  to 
the  skin  and  intestine  are  the  collagen  diseases 
acrodermatitis  enteropath i ca  and  allergic  gastro- 
enteropathy.   An  example  of  the  indirect  relation- 
ship between  disease  and  malabsorption  is  that 
between  dermatitis  herpetiformis  and  celiac 
disease.   The  celiac  disease  of  dermatitis  herpeti- 
formis often  shows  no  symptoms  or  detectable 
biochemical  abnormalities  and  hence  should  have 
repeated  jejunal  biopsies  at  regular  intervals. 

8618      INTESTINAL  LACTASE  DEFICIENCY  AN  AN 

APPARENTLY  NORMAL  PERUVIAN  POPULATION 
(E.)   Figueroa,  R.  B.  (U.  San  Marcos  Med.  Sch 
Lima,  Peru),  E.  Melgar,  N.  J6  and  0.  L.  Garcia' 
Am.   J.   Dig.   Dis.    l6(10):88l-889,  1971. 

According  to  results  of  a  lactose  tolerance  test 
and  intestinal  lactase  assays,  10  of  30  apparently 
healthy  Peruvians  were  considered  normal  and 
were  taken  as  controls.   The  other  20  were  con- 
sidered abnormal,  and  referred  to  as  asymptomatic 
since  they  could  tolerate  small  amounts  of  milk   ' 
daily  without  noticeable  gastrointestinal  stress 
Another  group  of  20  mi  1 k- i ntol erant  persons  were" 
included  in  the  study.   Both  asymptomatic  and 
milk-intolerant  patients  experienced  meteorism 
abdominal  pain  and/or  diarrhea,  and  had  a  stool 
pH  between  5.2  and  6.5  after  increasing  the  lactose 
load.   Both  groups  were  also  lactase-def i cient  on 
enzymatic  assay  of  intestinal  biopsy  and  showed 
low  blood  glucose  curves  after  the  lactose 
tolerance  test.   Sucrase  activity  was  similar  in 
control  and  the  other  2  groups,  indicating  that 
lactase  deficiency  was  selective  and  not  part  of 
a  generalized  intestinal  enzyme  deficiency.   This 
high  incidence  of  lactase  deficiency  in  asympto- 
matic individuals  appears  to  be  acquired. 


Body  weight  and  protein  content  declined  while 
small  intestinal  weight  and  water  content  was 
increased.   Endogenous  nonspecific  hexose,  histidine 
and  arginine  content  was  unchanged.   Clinical 
symptoms  and  some  biochemical  abnormalities  shown 
by  Johne's  disease  in  cattle  are  similar  to 
diarrheal  disease  complexes  in  other  mammals  pro- 
duced by  bacterial,  protozoan  or  helminth  in- 
testinal infections,  and  also  by  patients  with 
tropical  and  nontropical  sprue  and  children  with 
eel iac  disease. 


8620      INCIDENCE  OF  SMALL- I NTEST I NAL  MUCOSAL 
ABNORMALITIES  AND  OF  CLINICAL  COELIAC 
DISEASE  IN  THE  RELATIVES  OF  CHILDREN  WITH  COELIAC 
DISEASE.   (E.)   Robinson,  D.  C.  (Univ.  Dept. 
Child  Health,  Newcastle  upon  Tyne,  England), 
A.  J.  Watson,  E.  H.  Wyatt,  J.  M.  Marks  and  D  F 
Roberts.  Gut    1 2  (10) : 789-793  ,  1971. 

A  higher  than  normal  incidence  of  clinical  celiac 
disease  and  of  small  intestinal  mucosal  abnormalities 
was  noted  in  this  study  of  the  families  of  22 
children  with  celiac  disease.   Clinical  histories 
were  obtained  from  Zk   parents,  Ik   sibs,  164  second 
degree,  and  238  third  degree  relatives.   Two 
first  degree  relatives  (l  parent,  1  sibling) 
gave  a  history  indicative  of  celiac  disease. 
Biopsy  specimens  from  29  parents  revealed  3 
parents  with  partly  flat  and  partly  convoluted 
specimens.   The  diagnosis  of  celiac  disease  was 
made  in  1  case.   These  data  indicate  that  the 
mode  of  inheritance  for  celiac  disease  is  through 
a  dominant  gene  of  reduced  penetrance  indicating 
a  multifactorial  pathogenesis.   A  polygenetic 
basis  of  inheritance  with  interaction  of  the 
environment  is  postulated.   It  is  estimated  that 
the  genetic  component  contributes  kS%   ±  3%    to 
the  development  of  the  disease.   Liability  to 
clinical  celiac  disease  appears  to  be  of  moderate 
heri  tabi 1 i  ty . 


8619 

Madge,  D. 
England) . 
1971. 


MALABSORPTION  IN  C57  MICE  EXPERIMENTALLY 
INFECTED  WITH  JOHNE'S  DISEASE.   (E.) 
G.  (Wye  Coll.  Dept.  Biol.  Sci.,  Kent, 
Comp.    Bioohem.    Physiol.    AGOA)  :  6')9-658, 


C57  mice  infected  with  Mycobacterium  iohnei  (Johne's 
disease)  were  characterized  by  general  apathy 
dullness  of  coat  and  loss  of  appetite  and  body 
weight.   The  small  i  ntest  i  ne  m_  sUu_  was  d  i  storted 
pale  and  edematous  and,  microscopically,  showed 
mild  submucosal  inflammation  with  clumps  of 
bacilli  frequently  located  in  the  lamina  propria. 
Some  villi  were  blunted  or  leaf-shaped,  while  a 
few  were  thicker  and  shorter;  crypts  were 
occasionally  slightly  longer  than  normal.   Villus 
epithelium  revealed  degenerative  changes,  with 
bacilli  accumulating  in  the  lamina  propria 
adjacent  to  the  eroded  patches.   Absorption  of 
O-glucose,  L-histidine  and  L-arglnine  was  impaired 
and  net  water  uptake  was  lowered  in  infected  mice 


8621      EFFECT  OF  MATERNAL  PROTEIN  DEPRIVATION 

ON  NEONATAL  INTESTINAL  ABSORPTION  IN 
RATS.   (E.)   Loh,  K.-R.  W.  (U.  California  Dept. 
Nutr.,  Davis),  R.  E.  Shrader  and  F.  J.  Zeman 
J.    Nutr.    101 (12):1663-1671,  1971. 

Jejunal  villi  of  newborn  pups  born  of  female 
rats  fed  a  protein-deficient  diet  throughout 
gestation,  were  smaller  in  diameter,  shorter  in 
length  and  more  widely  separated  than  those  from 
control  rats.   Enterocytes  were  low  columnar 
cells  with  vesicular  cytoplasm,  crypt  cells  were 
difficult  to  distinguish  and  microvilli  were 
present  only  on  the  luminal  surface  of  the  apical 
cells.   Reduction  of  peroxidase  uptake  by 
enterocytes  involved  not  only  uptake  per  cell, 
but  a  limitation  in  the  number  of  cells  in  which 
absorption  occurred.   In  the  intestine  of  the 
young  of  protein-deficient  females,  absorption 
indices  indicated  that  enterocytes  of  comparable 
villi  (controls,  experimental  males)  absorbed 
significantly  less  peroxidase.   Absorption  of 
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emulsified  fat  by  control  and  experimental  animal 
jejunal  enterocytes  was  similar  to  peroxidase 
absorption.   The  apical  cells  of  jejunal  villi 
of  the  experimental  rats  contained  fewer  and 
smaller  lipid  vacuoles;  cells  of  the  lateral  and 
proximal  portions  of  villi  containing  only  a  few 
small  scattered  lipid  droplets.   Cells  in  which 
the  absorptive  defect  was  most  evident  lacked  well 
defined  brush  borders  and  showed  decreased  con- 
tent of  cytoplasmic  organelles. 

8622      LACTASE  DEFICIENCY  IN  NIGERIANS.   (E.) 
Olatunbosun,  D.  A.  (U .  Ibadan  Metabol . 
Res   Unit.,  Nigeria)  and  B.  K.  Adadevoh.  Am.    J. 
Dig.   Dis.    16(10):909-91'*,  1971. 

The  prevalence  of  lactase  deficiency  among  some 
of  the  ethnic  groups  of  Nigerians  in  Ibadan  was 
studied  using  lactose  and  gl ucose-gal actose 
tolerance  tests.   The  overall  prevalence  of 
lactase  deficiency  was  81°^  (67  of  83  subjects), 
with  2>h%   of  Yorubas  (40  of  m,    601  of  Hausa/Fulani 
(9  of  15),  and  821  of  Ibos  (9  of  11)  showing  a 
maximum  rise  in  sugar  level  below  20  mg/100  ml 
after  lactose  ingestion.   Gl ucose-gal actose 
intolerance  was  present  in  only  3  Yorubas  out  of 
83  subjects.   No  correlation  was  observed  between 
age,  sex,  present  milk  intake  and  intolerance  to 
lactose.   Thus,  intestinal  lactase  deficiency 
seems  to  be  widely  prevalent  among  Nigerians  living 
in  Ibadan.   This  deficiency  may  be  due  to  lack  of 
induction  from  low  milk  intake  after  weaning, 
rather  than  an  inherited  defect. 


8623      SMALL-BOWEL  VOLVULUS,  MALABSORPTION 

AND  MUCOSAL  DIAPHRAGM  OF  THE  PYLORUS. 
A  CASE  REPORT.   (E.)   Devroede,  G.  (Univ  Hosp. 
Ctr   Sherbrooke,  Quebec,  Canada)  and  R.  Beaudry. 
Am.' J.    Dig.   Dis.    1 6 (1 O) :953-958 ,  1971. 

A  patient  who  developed  diarrhea  and  features  of 
malabsorption  shortly  after  surgical  treatment 
of  small  intestinal  volvulus  is  presented.   After 
surgery  for  volvulus  the  patient  developed  severe 
steatorrhea,  nocturnal  diuresis  and  rapid  turnover 
of  radioiodinated  albumin  in  addition  to  severe 
diarrhea.   It  was  felt  that  marked  obstruction 
of  the  venous  circulation  probably  induced  the 
intestinal  lesions  responsible  for  the  post-_ 
operative  abnormalities.   Following  a  resection 
of  a  mucosal  diaphragm  of  the  pylorus,  the  patient 
became  completely  asymptomatic.   A  gastrointestinal 
series  revealed  a  normal  ileum  in  the  postoperative 
period,  indicating  that  the  lesions  were  limited 
to  the  loop  which  had  undergone  volvulus. 

862i(      EVALUATION  OF  D-XYLOSE  ABSORPTION  IN 
TROPICAL  SPRUE  IN  NORTH  INDIA.   (E.) 
Mehta  S.  K.  (Postgrad.  Inst.  Med.  Educ.  Res., 
Chandigarh,  India),  K.  K.  Khurana,  N.  R.  Mysorekar 
and  P.  N.  Chhuttani.  Indian  J.    Med.    Res.    5914J: 
552-559,  1971. 


8625      CHRONIC  HYPOMAGNESEMIA  WITH  MAGNESIUM 

DEPENDENT  HYPOCALCEMIA.   I.   A  NEW 
SYNDROME  WITH  INTESTINAL  MAGNESIUM  MALABSORPTION. 
(E.)   Nordio,  S.  (U.  Genoa  G.  Gaslini  Dept. 
Pediatr.,  Italy),  A.  Donath,  F.  Macagno  and  R. 
Gatti.  Acta  Paediatr.    Saand.    i>Q  {h) -.hh} -hk^ ,    1971 


8626 


CLINICAL  REVIEW.   DIARRHOEA  IN  INFANTS. 

(E.)   Hamilton,  J.  R.  (Hosp.  Sick 
Child.,  Toronto,  Ontario,  Canada).  Mod.    Med. 
(London)    1 6  (6)  :'tl0-'t21  ,  1971. 


8627 


'MALABSORPTION  SYNDROME'  IN  D I  VERT  I CULOS I S 
OF  THE  ENTIRE  SMALL  INTESTINE,  AND 

INTESTINAL  OBSTRUCTION.   (Ger.)   Kaniastas,  D. 

(City  Hosp.,  Rosenheim,  Germany).  Med.    Welt 

22(26)  :108')-1086,  1971. 


8628      HYPEROXALURIA  AND  RENAL  CALCULI  IN 

ILEAL  DISEASE.  (E.)  Dowling,  R.  H. 
(Roy  Postgrad.  Med.  Sch.,  London),  G.  A.  Rose 
and  D.  J.  Sutor.  Lancet   1 (7709) : 1 1 03"! 106 ,  1971. 


8629      THE  FAECAL  EXCRETION  OF  LOW  MOLECULAR 

WEIGHT  FATTY  ACIDS  IN  PREMATURE  BABIES. 
(E.)   Anyon,  C.  P.  (Hutt  Hosp.,  Lower  Hutt,  New 
Zealand)  and  K.  G.  Clarkson. 
7(l):3'*-36,  1971. 


Aust.   Paediatr.   J. 


8630 


STEATORRHOEA  IN  THE  PUNJAB:  THE 
RESULTS  OF  A  VILLAGE  SURVEY.   (E.) 
Cowan,  B.  (CMC  Hosp.,  Ludhiana,  Punjab,  India), 
V.  K.  Satija  and  B.  P.  Malvea.  J.    Trap.    Med.    Hyg. 
7ii(6):137-l'*0,  1971. 

8631  HEREDITARY  INTOLERANCE  TO  FRUCTOSE. 
(Fr.)   Rieu,  D.,  J.  M.  Key,  H.  Bonnet 

and  R.  Jean.  J.    Med.    Montpellier   6  (3) :  1 '*5-l  55  , 
1971. 

8632  EARLY  DIAGNOSIS  OF  DISTURBED  INTESTINAL 
CALCIUM  ABSORPTION  IN  RENAL  FAILURE. 

(Ger.)   Hesch,  R.  D.  (U.  Gottingen  Med.  Clin., 
Germany),  H.  V.  Henning,  W.  Gerlach  and  F. 
Scheler.  Klin.    Woohensohr.    't9  (2) : 1 15-1 16,  1971. 

8633  SMALL  INTESTINE  SUCTION  BIOPSY  IN 
CHILDHOOD:   TECHNIQUE,  COMPLICATIONS, 

AND  SIGNIFICANCE  IN  THE  DIAGNOSIS  OF  INTESTINAL 
DISORDERS.   (Ger.)   Emons ,  D.  (Univ.  Pediatr. 
Clin.,  Bonn,  Germany)  and  H.  W.  Rotthauwe.  KUn. 
Woohensohr.    '(9  (1 2)  :695-705 ,  1971. 

863I4      SYMPOSIUM  ON  DISEASE  OF  THE  SMALL 

INTESTINE  IN  CHILDREN.   (E.)   Anonymous. 
Med.   J.   Aust.    l(15):8l6-82'^,  1971.  ' 
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8635      SERUM  CONCENTRATIONS  OF  IMMUNOGLOBULINS 

WITH  SPECIAL  CONSIDERATION  OF  IgE  IN 
CELIAC  DISEASE.   (Ger.)   Mietens,  C.  (Univ. 
Pediatr.  Clin.,  Wurzburg,  Germany),  S.  G.  0. 
Johansson  and  H.  Bennich.  Klin.    Wochensahr. 
'tg  (5):  256-260,  197). 


8639      PATHOPHYSIOLOGY  AND  PATHOLOGIC  BIO- 
CHEMISTRY OF  STEATORRHEA.   (Ger.) 
Muller,  G.  (Martin  Luther  U.  2nd  Med.  Clin.,  Halle, 
Germany)  and  K.  Seige.  Dtsah.    Gesundheitsw. 
26(l/*):621-626,  1971. 


\ 


8636      ACUTE  MYELOID  LEUKEMIA  IN  A  GIRL  WITH 

CELIAC  DISEASE.   (E.)   Gupte,  S.  P. 
(Postgrad.  Inst.  Med.  Ed.  Res.,  Chandigarh, 
India),  A.  Perkash,  C.  M.  Mahajan,  P.  K.  Aggarwal 
and  P.  R.  Gupta.  Am.    J.    Dig.    Dis.    16  (l  0)  :939-9'tl 


8637 

Prague) , 
1971. 


EDEMAS  IN  MALABSORPTION  SYNDROME.   (Cz.) 
Fric,  P.  (Charles  U.  Sch.  Gen.  Med., 
Cesk.    Gastroenterol.    Vyz.    25 (3) : 1 26-1 30, 


8640      ELECTRON  MICROSCOPY  IN  THE  DIAGNOSIS  OF 

WHIPPLE'S  DISEASE.   (Fr.)   Pages,  A. 
(GUI  de  Chauliac  Med.  Surg.  Ctr. ,  Montpellier, 
France),  P.  Baldet  and  C.  Marty.  Presse  Med 
79(25):1172,  1971. 


8641      MODERN  ASPECTS  IN  THE  DIAGNOSIS  OF 

CELIAC  DISEASE.   (Ger.)   Gruttner,  R. 
(Univ.  Pediatr.  Clin.,  Hamburg,  Germany)  and  T. 
Lucking.  Monatssohr.    Kinderheilkd .    1 1 9  (1 ) -41 -47 
1971. 


8638      THE  SYNDROME  OF  SUGAR  MALABSORPTION. 

(Sp.)   Pena  Angulo,  J.  F.  (Sch.  Med., 
Granada,  Spain).  Rev.    Clin.    Esp.    1 21  (2) • ] 23- 136 
1971. 


8642      LACTASE  DEFICIENCY  IN  ULCERATIVE 
PROTOCOLITIS  AND  CROHN'S  DISEASE. 
(Fr.)   Penas,  A.  S.  and  S.  C.  Truelove.  Med. 
Hyg.     (Geneve)    29  (948): 126,  I971. 


See  also  number:   8674 
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86/43      COLITIC  ARTHRITIS.   CLINICAL  AND 

RADIOGRAPHIC  MANIFESTATIONS.   (E.) 
Clark,  R.  L.  (USPHS  Hosp.,  Norfolk,  Va.),  C  A. 
Muhletaler  and  S.  I.  Margulies.  Radiology    101(3): 
585-59't,  1971. 

Subjects  consisted  of  22  patients  seen  from 
1952-1970  with  the  diagnosis  of  ulcerative  colitis 
(18)  or  regional  enteritis  (4),  all  of  whom 
demonstrated  clinically  or  rad iolog i cal ly  signifi- 
cant associated  arthritis.   This  group  represented 
less  than  \Q%   of  the  population  of  new  patients 
with  either  of  these  diseases  seen  during  this 
period.   Ages  ranged  from  20-60  yr  (mean  and  median 
of  39  yr) ,  with  12  females  and  10  males,  and 
with  65^  being  white.   Of  the  18  with  clinical 
arthritis  C*  had  X-ray  changes  only),  the  colitis 
preceded  the  arthritis  by  several  yr  in  9  and  by 
several  months  in  5,  while  simultaneous  onset 
was  described  in  3.   The  arthritis  preceded  the 
colitis  in  only  a  single  patient  with  Still's 
disease.   Full  clinical  information  was  available 
in  17  of  the  18,  and  8  of  these  clearly  demon- 
strated a  relationship  between  exacerbations  of 
colitis  and  arthritis.   Colectomy  in  only  1  of 
these  8  patients  was  followed  by  disappearance 
of  arthritis.   In  9  (531)  the  bouts  of  arthritis 
were  unrelated  to  specific  episodes  of  colitis. 
The  most  commonly  involved  joints  were  the  knees 
and  ankles,  with  less  frequent  involvement  of 
hands,  wrists,  hips  and  elbows.   Of  the  I8,  yh 
had  overt  migratory  arthritis,  symmetrical  in 
nature.   Routine  laboratory  studies  did  not 
contribute  to  the  diagnosis  of  oolitic  arthritis.^ 
On  X  ray,  axial  changes  consisted  of  sacro- i I  1 i i t i s 
in  15  of  the  18  (83^)  and  ankylosis  of  the  spine 
in  2  (lU),  while  peripheral  changes  (erosions, 
joint  narrowing)  were  seen  in  5  (28?^  and  both 
peripheral  and  axial  changes  in  2  (lU),  of  whom 
1  had  Sti 11 's  disease. 


86't'»      TRACTION  DIVERTICULA  OF  THE  COLON.   (E.) 

Nolan,  D.  W.  (United  Bristol  Hosps., 
England),  W.  J.  Norman  and  G.  R.  Airth.  Clin. 
Radiol.    22('4):it58-'*6l,  1971. 

Traction  diverricula  of  the  colon  associated 
with  calcified  mesenteric  lymph  nodes  were  en- 
countered in  ^4  cases  over  a  period  of  15  months. 
In  each  case  the  diverticulum  was  demonstrated 
on  barium  enema  examination;  mucosal  folds  could 
be  seen  passing  into  the  necks  of  the  diverticula, 
suggesting  that  they  were  true  diverticula  rather 
than  the  common  false  type.   In  1  case  the 
diverticulum  contracted  at  the  same  time  as  the 
adjacent  colonic  wall,  and  in  3  cases  diverticula 
were  lobulated.   The  outpouching  was  maximal  in 
each  case  when  the  colon  was  empty,  and  relatively 
less  marked  when  the  bowel  was  filled  with  barium. 
The  formation  of  these  diverticula  was  probably 
due  to  adhesions  arising  from  inflammatory 
processes  in  the  adjacent  lymph  nodes.   As  a 
result  there  is  scarring  and  contraction  of  the 


inflamed  tissue  and  the  wall  of  the  bowel  is 
drawn  out  in  a  tent- like  fashion. 


86A5      AN  INCREASE  IN  THE  FREQUENCY  OF  RUPTURED 

APPENDIX.   (Ger.)   Kurz,  W.  (Dist. 
Hosp.,  Lubben,  Germany)  and  W.  Just,  lentvalhl. 
Chir.    96(39) =1365-1368,  1971. 

A  retrospective  analysis  of  2360  appendectomies^ 
performed  in  the  course  of  20  yr  indicated  an  8% 
incidence  of  ruptured  appendix  between  1950-59, 
inclusive;  an  Q.]h%    incidence  between  I96O-69, 
inclusive,  thus  contradicting  published  reports 
of  an  increased  frequency  of  this  complication. 
Among  children  aged  1 '(  yr  or  less,  the  overall 
frequency  was  10.3^;  among  patients  aged  15-'49 
yr,  it  was  5.U;  among  patients  over  50  yr  of 
age,  it  was  21.2^.   A  significant  decrease  of 
the  mortality  rate  was  demonstrable  for  all 
groups  of  patients,  during  the  second  10-yr 
period . 


86i(6      BLEEDING  FROM  DIVERTICULA  OF  THE  COLON. 
(E.)   Heald,  R.  J.  (Ochsner  Clin.,  New 
Orleans,  La.)  and  J.  E.  Ray.  Dis.    Colon  Reatim 
]k{(>):k2Q-kll ,    1971. 

The  bleeding  that  is  common  in  diverticular 
disease  is  not,  as  is  commonly  believed,  a  part 
of  the  syndrome  of  diverticulitis.   In  this 
study,  ho   admissions  (36  patients)  for  bleeding 
diverticular  disease  are  compared  with  ^40  ad- 
missions (37  patients)  with  diverticulitis. 
Strict  criteria  were  used  for  the  diagnosis  of 
diverticular  disease  since  this  is  often  a 
diagnosis  of  exclusion.   In  almost  all  cases 
final  diagnosis  was  confirmed  in  surgery.   A 
high  incidence  of  hypertension  (2  of  3  patients), 
and  an  average  age  10  yr  older  was  noted  for  the 
diverticular  disease  patients.   The  bleeding  was 
usually  painless,  and  lack  of  concomitant  pyrexia 
and  leukocytosis  argue  against  an  inflammatory 
basis  for  the  bleeding.   It  is  believed  that  a 
tiny  ulcer  in  the  neck  of  a  divertulum  erodes  a 
small  blood  vessel  and  results  in  massive  painless 
bleeding.   When  conservative  treatment  fails  or 
if  blood  loss  is  great  total  colectomy  and  ileo- 
proctostomy  is  the  method  of  choice.   Localization 
of  the  lesion  is  not  necessary. 

86^47      A  SECOND  STUDY  OF  ANAL  PAPILLAE.   (E.) 

Schutte,  A.  G.  (St.  Joseph's  Hosp., 
Milwaukee,  Wis.)  and  M.  G.  Tolentino.  Dis. 
Colon  Rectum   1  i* (6)  : i435-'t50 ,  1971. 

The  literature  is  reviewed  (19  references). 
Findings  in  the  present  study  are  compared  with 
those  in  one  made  by  the  authors  in  I96I.   In 
this  study  of  1500  proctologic  patients  (763 
males,  737  females),  67^4  (^45^)  had  1  or  more 
anal  papillae  (291  males,  383  females).   Of  the 
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1500,  Ihl   had  fissures  and  I69  of  these  (701)  had 
fissures  in  the  anorectum  which  also  contained 
Papi'lae.   Of  the  (^Ih   patients  with  papillae, 
169  (25%)  had  chronic  anal  fissures;  of  these, 
105  were  females,  6't  males.   Of  the  73  who  had 
fissures  but  no  papillae  there  were  38  males  and 
35  females.   Among  300  newborns  (I6I  males,  139 
females)  significant  anatomic  findings  in  the  anal 
columns  (cephalic  dentations  of  the  pecten)  were 
found  in  only  50  {M%)  .       In  12  of  these  (3  males 
and  9  females),  the  departures  from  normal  were 
lacking  in  papillary  appearance  and  were  classified 
as  prominent  anal  columns  (developmental  varia- 
tions of  the  normal).   In  38,  the  findings  were 
tentatively  diagnosed  as  possible  vestiges  of  the 
anal  plate,  characterized  by  blunt,  nipple-like 
or  pyramidal  prominences  of  the  anal  columns.   Of 
these  50  infants,  33  (66^)  were  available  for  re- 
examination at  2  yr  of  age.   None  of  those  reported 
as  having  prominent  anal  columns  at  birth  were 
found  to  have  developed  a  papillary  ectodermal 
sfiijcture.   In  only  7  (5  males,  2  females)  of  the 
33  (2U)  did  deviations  from  the  normal  anatomy 
of  the  anal  columns  persist  and  result  in  definite 
papillary  structures.   Most  of  the  anatomic  varia- 
tions tentatively  diagnosed  at  birth  as  "possible 
vestigial  remnants  of  the  anal  plate"  had  been 
obliterated  after  2  yr.   The  findings  of  this 
study  confirmed  those  of  the  first  study  with 
respect  to  incidence,  number,  location,  and  varia- 
tions in  shape,  size,  and  growth  of  anal  papillae. 

86it8      THE  ACCEPTABILITY  OF  ILEOSTOMIES.   (E  ) 

Beahrs,  0.  H.  (Mayo  Clin.,  Rochester, 
Minn.).  Dis.    Colon  Rectum   1 'i  (6)  : '46O-463  ,  1971. 

A  review  of  497  cases  seen  between  1951-1965.   In 
the  initial  years,  staged  procedures  were  most 
common,  while  later  most  patients  underwent 
proctocolectomy  and  ileostomy  in  a  single  procedure. 
Of  the  497,  458  involved  colectomies  for  in- 
flammatory disease  (idiopathic  chronic  mucosal 
ulcerative  colitis  and  Crohn's  granulomatous 
colitis  or  transmural  ulcerative  colitis),  while 
39  underwent  colectomies  for  noninflammatory 
diseases.   Of  the  3^0  with  chronic  ulcerative 
colitis,  68  had  carcinoma;  of  the  118  with 
granulomatous  colitis,  29  had  involvement  of  both 
small  and  large  intestines.   The  hospital  mortality 
rate  was  5.6%  (5.91  with  chronic  ulcerative  colitis 
and  6.8^  with  granulomatous  colitis).   There  were 
no  deaths  after  operation  for  noninflammatory 
disease.   Of  those  with  cancer,  \S%   died  during 
the  first  yr,  and  k5%   died  after  the  first  yr. 
In  the  absence  of  cancer,  9.U  died  during  follow- 
up.   Mortality  during  follow-up  in  those  with 
granulomatous  colitis  was  18.21  {1.1%    in  the 
first  yr  and  11.81  later).   Of  those  with  cancer 
but  no  inflammatory  disease,  follow-up  mortality 
7^0  cot      °^  ^^^   ""'^^  ^"  initial  ileostomy,  IO3 
(22.6^)  required  subsequent  surgical  revision 
(26.51  with  granulomatous  and  9.71  with  ulcerative 
colitis).  ^Healing  delayed  beyond  3  months  was 
seen  in  191  of  patients  with  abdominoperineal 
resection.   A  subjective  questionnaire  was 


answered  by  344  (250  with  ulcerative  and  82  with 
granulomatous  colitis  and  12  with  non-inflammatory 
disease)  after  a  mean  follow-up  of  7.6  yr.   Good 
health  was  claimed  by  305  (89%),  fair  by  38  (10?) 
and  poor  by  3  {]%) .      Normal  dietary  habits  with- 
out restrictions  were  claimed  by  66,  while  15 
restricted  their  diet  because  of  obesity  and  in 
the  rest  restrictions  were  minimal.   Of  the  344, 
312  had  gained  weight  (with  501  being  significantly 
above  their  normal  weight)  and  19  had  lost 
weight.   In  85I,  management  of  the  ileostomy  was 
not  considered  a  major  problem  and  96I  had  re- 
turned to  their  former  jobs. 

8649      A  MODIFICATION  OF  THE  THIERSCH  TECHNIC. 

(E.)   Gallegos,  L.  (Natl.  Med.  Ctr. 
Gen.  Hosp.,  Mexico  City,  Mexico),  E.  Corral  and 
J.  Freire.  Dis.    Colon  Reatum   1 4 (6) :45I -453,  1971. 

In  a  modification  of  the  Thiersch  technique 
experimentally  tested  in  dogs,  an  electric 
current  was  applied  to  the  cerclage,  a  number  2 
surgaloid  alloy  steel  wire,  by  means  of  a  low- 
voltage  thermocautery  (6,  8,  10,  12,  14  or  16 
volts).   Instead  of  the  ends  of  the  cerclage 
being  joined,  they  were  connected  to  the  thermo- 
cautery and  an  electric  current  was  applied  for 
30,  60  or  100  seconds,  producing  a  burn  in  the 
surrounding  area.   The  effects  were  evaluated  by 
digital  palpation  30  days  after  treatment.   In 
the  total  group  of  30  dogs,  a  reduction  of  the 
lumen  of  the  anorectal  duct  by  means  of  fibrosis 
was  achieved  at  the  end  of  30  days  in  22.   With 
the  shorter  duration  of  the  cerclage  and  the 
cauterization,  there  was  greater  reduction  of 
the  local  inflammatory  reactions  that  character- 
istically appear  with  the  unmodified  procedure. 


8650      THE  SURGICAL  SIGNIFICANCE  OF  COMPLETE 

RETROGRADE  OBSTRUCTION  OF  THE  COLON. 
(E.)   Faulconer,  H.  T.  (Ferguson  Clin.,  Grand 
Rapids,  Mich.),  J.  A.  Ferguson  and  B.  R. 
VanZwalenburg.  Dis.    Colon  Reatum    14  (6)  :428-430 
1971. 

Criteria  that  should  be  used  in  evaluating 
surgical  intervention  when  barium  enema  indicates 
complete  or  total  retrograde  obstruction  should 
also  include  clinical  findings  and  plain  roentgeno- 
grams.  The  premise  that  retrograde  obstruction 
means  antegrade  obstruction  is  often  not  true. 
Of  44  patients  in  whom  complete  total  retrograde 
obstruction  was  seen  on  barium  enema  studies,  501 
had  no  clinical  evidence  of  antegrade  colonic 
obstruction.   Diagnosis,  which  was  found  to  be 
accurate  (79?  of  all  cases),  indicated  that 
carcinoma  accounted  for  64?  of  the  cases  and 
diverticulitis  accounted  for  23?.   No  pathological 
change  could  be  found  in  2  patients  and  the 
mechanism  of  the  retrograde  obstruction  cannot 
be  explained.   The  sigmoid  portion  of  the  colon 
was  involved  in  66?  of  the  obstructions  (29 
pat  ients) . 
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8651      SURVIVAL  OF  PATIENTS  AT  PENNSYLVANIA 

HOSPITAL  WITH  HEPATIC  METASTASES  FROM 
CARCINOMA  OF  THE  COLON  AND  RECTUM.   (E.)   Abrams, 
M.  S.  (Pennsylvania  Hosp.,  Philadelphia)  and 
H.  J.  Lerner.  Dis.    Colon  Rectum   \h{(i) -.hl^-klk , 
1971. 

A  retrospective  20-yr  study  of  all  patients  at 
Pennsylvania  Hospital  initially  diagnosed  as  having 
carcinoma  of  the  colon  with  hepatic  metastases 
revealed  that  58  of  the  patients  had  survived 
surgery  and  received  no  chemotherapy.   The  follow- 
up  records  amd  charts  of  these  closely-followed 
58  patients  were  used  to  determine  mean  survival 
time  and  its  relation  to  sex,  race,  portion  of 
colon  involved,  and  initial  treatment.   Median 
survival  was  178  days.   Less  than  \Q%   of  the 
group  lived  longer  than  2  yr;  !(>%   had  died  within 
1  yr;  57  of  58  patients  died  within  3i  yr.   The  23 
men  in  the  group  had  a  mean  survival  of  207  days; 
the  35  women  had  a  survival  of  I67  days.   The  19 
negroes  in  the  study  had  a  median  survival  of  128 
days;  the  Caucasians  survived  I88  days.   According 
to  the  portion  of  the  colon  involved  in  the  pri- 
mary carcinoma,  the  median  survival  time  was: 
ascending  colon,  110  days;  transverse  colon,  276 
days,  descending  colon,  207  days;  sigmoid,  260  days; 
rectum,  172  days.   Patients  who  had  only  laparotomy 
survived  65  days,  probably  reflecting  far-advanced 
disease  or  advanced  debilitation. 
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SURVIVAL  CONSIDERATIONS  IN  COLON  CANCER. 

(E.)  Krain,  L.  S.  (1173't  Wilshire 
Blvd.,  Los  Angeles,  Calif.).  Am.  J.  Proatol. 
22(6):380-389,  1971. 

Staging,  socioeconomic  class  and  patient  survival 
in  colon  cancer  is  presented,  based  on  a  comparison 
of  data  from  the  California  Tumor  Registry  and 
data  of  the  National  Cancer  Institute.   The  per- 
centage of  regional  cases  has  increased  in 
California  by  25-30°4  since  196'*  and  the  proportion 
of  cases  due  to  unspecified  sites  has  decreased 
from  23.'*  to  0.91  during  this  same  period.   A 
significant  increase  in  the  percentage  of  male 
and  female  cancer  cases  diagnosed  under  age  45 
was  observed  for  the  period  1930-i970  and  is 
attributed  to  the  increased  percentage  of  colon 
cancer  in  non-whites  of  both  sexes  under  age  kS 
which  may  reflect  an  increased  socioeconomic 
status  of  Negroes.   Poorer  survival  rates  for^ 
Negroes  and  Chinese,  and  increased  rates  of  disease 
may  account  for  the  increased  mortality  through^ 
time  for  these  rates.   Possible  reasons  for  their 
poor  survival  may  be  due  to  their  use  of  county _ 
hospitals  where  surgery  is  used  less  than  at  pri- 
vate hospitals,  and  the  advanced  staging  of 
lesions  is  these  races.   A  greater  percentage  of 
cases  tended  to  be  localized  in  the  white  than 
in  the  non-white  races,  and  more  distant  cases 
were  noted  in  the  non-whites,  which  accounted 
for  their  poorer  survival.   The  increased  non- 
white  mortality  is  believed  to  reflect  the  rising 
socioeconomic  status  of  these  races  and  their 


tendency  to  eat  more  fats,  fruits  and  meat.   For 
colon  cancer  distribution,  staging  and  socio- 
economic class  were  directly  related.   No 
significantly  different  localization  was  found  by 
race  or  socioeconomic  status  by  site  (i.e.  cecum, 
appendix,  ascending,  transverse,  descending  or 
sigmoid  colons).   No  difference  in  tendency  for 
male  or  female  preference  in  undergoing  surgery 
was  noted.   The  percent  of  cases  in  the  distant 
stage  with  no  definitive  treatment  within  ^4 
months  of  diagnosis  was  increased  since  ig^tO,^ 
while  other  modes  of  treatment  such  as  radiation, 
surgery  plus  chemotherapy  and  hormonotherapy ,  or 
surgery  plus  radiation  have  been  used  increasingly 
for  distant  uses  of  colon  cancer. 
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LYMPHATIC  CYSTS  OF  THE  COLON.   (E.) 

Girdwood,  T.  G.  (Cumberland  Infirm., 

Carlisle,  England)  and  L.  D.  Philp.  Gut    12(11): 

933-935,  1971. 

A  65-yr-old  man  reported  a  3-month  history  of 
left-sided  abdominal  colic  and  melena.   Rectal 
and  sigmoidoscopic  examination  were  negative, 
but  double  contrast  barium  enema  study  demonstrated 
a  large,  smoothy  outlined  and  well  circumscribed 
polypoidal  lesion  with  a  broad  base  in  the  medial 
wall  of  the  descending  colon.   At  laparotomy  the 
polypoidal  mass  was  palpated  causing  accidental 
rupture.   A  segmental  resection  was  undertalcen 
and  revealed  a  large  redundant  fold  of  mucosa 
representing  the  remains  of  the  ruptured  cyst. 
Histology  revealed  a  large  unilocular  submucosal 
cyst  lined  with  flattened  epithelium  and  the 
appearances  were  similar  to  those  of  a  lymphatic 
cyst  without  malignant  change.   Although  these 
cysts  are  rare  (6  cases  documented)  and  cannot 
be  diagnosed  radi ologi cal ly ,  they  must  be  included 
in  the  differential  diagnosis  of  polypoid  colonic 
1 esions . 

865'*      EXTENSIVE  STENOSIS  OF  THE  COLON  AND 
FISTULA  FORMATION  FOLLOWING  AMOEBIC 
DYSENTERY.   (E.)   Cain,  G.  D.,  F.  J.  Wolma,  Jr. 
and  H.  Patterson  (U.  Texas  Med.  Branch,  Galveston). 
Gastroenterology   61  (6) :898-900  ,  1971. 

The  patient  (27-yr-old  woman)  was  treated  for 
Entamoeba  histolytic  infestation  with  emetine 
hydrochloride  s.c.  for  5  days.   Chloroquine  and 
diiodohydroxyquin  were  given  p.o.   Seven  months 
after  the  initial  symptoms  appeared  and  2  months 
after  discharge  from  the  hospital,  she  returned 
with  right  lower  quadrant  pain.   Barium  enema 
showed  extensive  areas  of  stenosis  of  the  entire 
transverse  colon  and  parts  of  the  descending 
colon,  as  well  as  an  enterocolic  fistula  at  the 
midtransverse  colon.   Laparotomy  was  performed 
at  which  time  the  adhesions  were  lysed,  the 
enterocolic  fistula  was  repaired,  and  the  colon 
was  resected  from  the  terminal  ileum  to  the  mid- 
sigmoid  region.   A  permanent  ileostomy  was  con- 
structed and  her  postoperative  case  was  un- 
eventful . 
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8655  INFLAMMATORY  COLITIS  IN  A  VETERANS 
HOSPITAL.  I.  ULCERATIVE  COLITIS. 
(E.)  Sanders,  M.  G.  (Toronto  Western  Hosp., 
Ontario,  Canada)  and  E.  M.  Schimmel.  Am.  J. 
Gastroenterol.    56(6) :526-534,  1971. 

Sixty-four  patients  with  ulcerative  colitis  seen 
at  Boston  Veterans  Administration  Hospital  were 
reviewed.   Patients  were  all  white,  with  a  high 
percentage  of  Jewish  patients.   Half  of  the 
patients  had  the  onset  of  symptoms  in  the  third 
decade.   The  total  number  of  hospital  admissions 
for  the  group  was  365,  the  average  patient  having 
1  hospital  admission  every  2  yr  for  treatment  of 
his  colitis.   The  most  common  reason  for  the  21 
colectomies  performed  was  failure  of  medical 
therapy  to  control  bloody  diarrhea.   Suspected 
carcinoma  (5  cases),  toxic  megacolon  (3  cases), 
pyoderma  gangrenosum  (1  case)  and  colonic  per- 
foration (1  case)  accounted  for  the  other  colecto- 
mies.  The  total  incidence  of  carcinoma  was  6.3%, 
and  in  those  patients  who  developed  cancer,  the 
average  duration  of  colitis  before  cancer  developed 
was  22  yr,  compared  to  1 1  yr  duration  of  colitis 
in  the  noncancer  group.   Thirty-three  patients 
had  universal  colitis;  19  of  21  colectomies,  all 
4  carcinomas  and  7  deaths  occurred  in  this  group. 


8656      INFLAMMATORY  COLITIS  IN  A  VETERANS 

HOSPITAL.   II.   GRANULOMATOUS  ILEOCOLITIS. 
(E.)   Sanders,  M.  G.  (Toronto  Western  Hosp., 
Ontario,  Canada)  and  E.  M.  Schimmel.  Am.    J. 
Gastroenterol.    56  (6) :  535-54 1 ,  I971. 

A  follow-up  averaging  13  yr  on  24  patients  having 
granulomatous  ileocolitis  is  reported.   All 
patients  were  white  with  a  high  percentage  of 
Jewish  patients.   The  mean  age  of  onset  was  26 
yr  and  the  total  number  of  hospital  admissions 
was  204;  patients  had  more  than  1  admission  for 
treatment  of  bowel  disease  every  2  yr.   Forty- 
nine  abdominal  procedures  were  performed  on  67I 
of  the  patients.   Resection  alone  was  done  in  10, 
bypass  alone  in  3  and  one-third  of  all  operations 
involved  combined  procedures  such  as  incision 
and  drainage  of  an  intraabdominal  abscess  plus 
resection.   Most  patients  came  to  surgery  within 
the  first  5  yr  of  disease.   Two-thirds  of  the 
group  had  perirectal  disease,  consisting  usually 
of  a  perirectal  abscess  or  fistula,  during  the 
course  of  their  disease.   Six  patients  (251)  who 
underwent  definitive  abdominal  procedures  later 
developed  perirectal  disease  which  required 
surgical  therapy  in  all  cases.   Only  6  patients 
remained  asymptomatic  following  surgery. 


8657      ISCHAEMIC  ENTEROCOLITIS:   AN  EXPRESSION 

OF  THE  INTRAVASCULAR  COAGULATION  SYN- 
DROME.  (E.)   Whitehead,  R.  (Radcliffe  Infirm 
Oxford,  England).  Gut    1 2 (1 1 ) :91 2-9I 7 ,  1971. 

A  review  is  made  of  20  cases  of  ischemic  entero- 
colitis coming  to  autopsy  from  1948  to -1968 
(with  original  diagnosis  of  either  ischemic 


colitis,  uremic  enterocolitis,  pseudomembranous 
enterocolitis,  postoperative  enterocolitis  or 
staphylococcal  enterocolitis).   All  had  an  absence 
of  major  vascular  pathology  and  autopsy  examination 
included  sections  from  at  least  6  other  tissues 
or  organs.   The  outside  of  the  intestine  frequently 
appeared  normal,  sometimes  reddened  or  darkened. 
Internally  the  affected  mucosa  was  reddened  or 
hemorrhagic,  with  hyperemia  and  ulceration  which 
sometimes  appeared  superficial  and  pinpoint,  or 
deeper  and  transverse,  longitudinal  or  serpiginous. 
The  ulcers  had  necrotic  ragged  margins.   Micro- 
scopically, the  earliest  lesion  appeared  to  be 
thrombosis  of  the  capillary  plexuses  high  up  in 
the  mucosa.   This  was  followed  by  necrosis  of  the 
superficial  layers  of  the  mucosa  with  edema  and 
hemorrhages  and  an  acute  inflammatory  infiltrate 
in  the  lamina  propria  with  extension  of  the 
thrombosis  to  involve  submucosal  vessels.   A 
slower  evolution  was  suggested  in  pseudomembranous 
cases.   In  3  cases  Staphylococcus  aureus  was 
cultured  from  the  superficial  necrotic  tissue  at 
autopsy.   The  largest  and  most  severe  lesions 
were  seen  in  those  with  the  longest  histories  or 
those  with  an  abrupt  onset  of  severe  shock, 
diarrhea  and  rapid  death.   Those  with  a  longer 
history  and  mild  intestinal  symptoms  were  more 
likely  to  show  superficial  bowel  mucosa  involvement 
and  included  those  with  pseudomembranous  lesions. 


8658      SKIN  AND  SUBCUTANEOUS  METASTASES  FROM 

GASTROINTESTINAL  CARCINOID  TUMORS. 
(E.)   Norman,  J.  L.,  P.  J.  Cunningham  (Galveston 
Surg.  Group.,  Tex.)  and  B.  R.  Cleveland.  Arah 
Surg.    103(6) :767-769,  1971. 

A  55-yr-old  female  was  admitted  with  a  history 
of  bloody  stools  and  progressively  increasing 
constipation  and  pain  in  the  lower  abdomen.   The 
abdomen  was  protuberant,  bowel  sounds  hyperactive 
and  the  stool  guiac  test  was  positive.   Abdominal 
exploration  revealed  a  perforated  sigmoid 
diverticulum  and  secondary  abscess  of  the  cul-de- 
sac,  which  was  drained;  a  transverse  colostomy 
was  performed.   Four  months  postoperatively  she 
was  readmitted  with  further  weight  loss,  abdominal 
pain  and  a  3  week  history  of  foul -smel 1 ing, 
brown,  watery  rectal  discharge.   Pelvic  examination 
revealed  an  enlarged  uterus  and  cervical  biopsy 
showed  a  stage  IV  squamous  cell  carcinoma. 
Proctoscopy  demonstrated  a  raised  hard  lesion 
with  central  ulceration  and  hemorrhage  on  the 
anterior  wall  of  the  rectosigmoid;  a  biopsy 
specimen  of  the  area  was  reported  as  carcinoid 
tumor.   Four  months  later,  patient  complained 
of  a  erythematous  nontender  nodule  on  the  bridge 
of  her  nose,  2.5  mm  in  diameter,  which  was  shown 
to  be  a  metastatic  carcinoid  tumor.   Of  the 
reported  cases  of  gastrointestinal  carcinoids 
metastatic  to  the  skin  and  subcutaneous  tissue, 
the  majority  have  originated  from  the  small 
intestine. 
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ROENTGEN  ASPECTS  OF  PRIMARY  APPENDICEAL 
INTUSSUSCEPTION.   (e.)   Bachman,  A.  L. 
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(Francis  Delaf  ield  Hosp.  ,  "^^  .'^o''^  '  ^  '  J-\^"t 
A.  R.  Clemett.  Radiology    101  (3) --SSl-SSS,  1971. 

The  authors  report  3  new  cases  of  symptomatic 
primary  appendiceal  intussusception  with  an 
emphasis  on  roegenologl cal  diagnosis  and  k   cases 
of  a  new  radiologic  syndrome  of  primary  appendiceal 
intussusception  characterized  by  roentgenologic 
demonstration  of  an  initial  incomplete  appendiceal 
intussusception  into  the  cecum  followed  by  com- 
plete  reduction  and  the  demonstration  of  a  normal 
appendix  and  cecum  in  patients  with  ^o /^^l^.tl 
symptoms.  The  symptomatic  patients  had  a  history 
of  right  lower  quadrant  pain  lasting  intermittently 
for  months  to  several  yr.   In  the  \f  Y^^PfT^^' ^^^ 
patients,  this  diagnosis  was  an  incidental  find  ng 
during  barium  enema  as  part  of  a  diagnostic  work- 
up for  constipation  (2).  possible  colonic  neoplasm 
(1)  or  as  follow-up  after  detection  C*  yr  pre- 
viously) of  2  tiny  polyps  of  the  sigmoid  colon 
(1)   The  literature  is  reviewed  (27  references;. 


8  oatients  developed  adenomatous  polyps,  12 
adenocarcinoma.  3  transitional  cell  carcinoma  and 
3  carcinomas  of  indeterminate  origin.  Most  of 
the  patients  are  male,  and  in  20  the  original 
lesion,  for  which  the  diversion  was  performed, 
was  benign.  The  latent  period  between  the 
anastomosis  and  the  development  oftumor  was  19 
vr  in  patients  diverted  for  congenital  or  in-  _ 
flammatory  lesions,  as  compared  to  6  yr  in  patients 
with  established  malignant  disease.   Presenting 
symptoms  were  bowel  diseases,  rectal  bleeding  and 
ureteric  obstruction.  Prognosis  is  not  good  when 
tumor  formation  complicates  a  ""-etero-col  ic 
anastomosis,  though  it  varies  according  to  the 
tumor  type  that  develops,  and  is  worst  when  a 
transitional  or  indeterminate  tumor  ai-'^es. 
Regular  surveillance  is  mandatory  in  all  cases 
but  with  the  first  2  groups,  the  possibility  of 
additional  or  of  recurrent,  intestinal  polyps 
should  be  anticipated. 


8660      ANAL  CONTINENCE.   (E.)  Duthie,  H.  L. 

(Roy.  Infirm.,  Sheffield,  England). 
Gut   12(10)  :8'.'*-852,  1971. 

Concepts  of  the  mechanism  of  anal  continence  are_ 
reviewed  and  discussed  with  regard  to  the  anatomical 
and  physiological  features  of  theregion.  The 
anatomy  of  the  smooth  muscle,  striated  muscle 
and  sensory  nerve  endings  are  described  with   _ 
relation  to  the  rectum,  anal  canal,  levator  am 
muscles  and  the  external  and  internal  anal  _ 
sphincters.   Physiology  of  sensory  information 
from  the  colon,  rectum  and  anal  canal  are  pre- 
sented.  In  addition,  the  role  played  by  motor 
components  in  the  continence  mechanism  are  dis- 
cussed with  regard  to  high  pressure  changes 
within  the  ana!  canal  and  rectum  presumably  due 
to  levator  ani  and  external  and  interna  sphincter 
muscle  activity.  The  effect  of  the  reflex  of 
distention  of  the  rectum  on  the  anal  canal  is  _ 
also  mentioned.  Theories  explaining  anal  continence 
such  as  the  high  pressure  zone  in  the  ana  cana  , 
the  angulation  between  the  rectum  and  anal  canal  , 
a  flutter-value  effect  of  the  anal  canal,  the 
ability  of  the  anal  canal  to  resist  opening  as 
well  as  forces  around  the  anal  canal  are  reviewed. 
Practical  aspects  of  the  problems  associated 
with  incontinent  subjects  are  presented,  with 
emphasis  on  diagnosis  and  diseases  due  to  defects 
tr'ensory  and/or  motor  functions  and  theavoidance 
of  defects  in  anal  continence  due  to  surgical 
procedures  in  the  region. 


8661      COLONIC  TUMOURS  FOLLOWING  URETERO- 

SIGMOIDOSTOMY.   (E.)  Whitaker,  R.  H. , 
R  C  B.  Pugh  (St.  Paul's  Hosp.,  London)  and  D. 
D^w.*  BT.   J.    Urol.    43 (5) =562-575,  1971. 

Three  cases  of  carcinoma  compl icating  uretero- 
sigmoidostomy  are  reported  ^nd  the  relevant 
literature  reviewed.  Of  the  28  patients  (25 
from  literature  and  3  herein)  heretofore  described. 


8662 


ELECTRON  MICROSCOPIC  AND  RAOIOAUTOGRAPHIC 
INVESTIGATION  OF  COLONIC  EPITHELIUM  IN 

RATS  AFTER  JEJUNECTOMY.   (Rus.)   Zufarov,  K.  A. 

(Med.   nst.,  Tashkent,  USSR)  and  ' .  M  Bai bekov. 

Arkh.  Anat.   Gietol.   EmbHol.   60(6) :  36-145.  1971. 

8663      RADIOLOGICAL  CASE  OF  THE  MONTH:   ACUTE 

FLEXURA  LIENALIS  SYNDROME.   (E.) 
Gwinn,  J.  L.  (Inst.  Pediatr.,Poznan  Poland) 
F  A.  Lee  and  K.  Kozlowski.  Am.    J.    D^s.    Ch%ld. 
122(3)  :239-2't0,  1971. 

Rfifih      PREOPERATIVE  DIAGNOSIS  OF  A  BLEEDING 
®        CECAL  ANGIOMA  BY  SELECTIVE  ANGIOGRAPHY. 
(Fr.)  Van  Der  Ghinst,  M.  (Acad  Surg.,  Paris  , 
P  Dernier  and  V.  Ponikelsky.  C7^^rurg^e  97(8) . 

'»93-'»98.  1971. 

8665  DUODENOCOLIC  FISTULAS  DUE  TO  CANCER  OF 
COLON.   (Fr.)  Mouchet,  A.  Ch%ruTg^e 

97(7):'t65,  1971. 

8666  CROHN'S  DISEASE  WITH  ANORECTAL  MAN  I- 
FESTATIONS.  REPORT  OF  8  CASES.   (Fr.) 

Brondel,  H.,  M.  Rachail,  R.  Imbert  and  J.  Ledru. 
GTenohleMed.    Chir.    9(6) =219-232,  1971. 

8667  TRANSVERSE  OBLIQUE  APPROACH  TO  THE 
VERMIFORM  PROCESS.   (Rus.)  Lutsenko, 

D  A.  Klin.   Khir.   51 (5) =87-88,  1971. 


8668 


OPERATIVE  APPROACHES  TO  THE  VERMIFORM 
PROCESS.   (Rus.)  Varlamov  V  I.  and 
V  N.  Romanenko.  Klin.   Khir.    51  (5)  =5'*-56,  1971. 


8669 


FUNCTION  OF  THE  TRANSPLANTED  LARGE 
INTESTINE  FOLLOWING  GASTROCOLOPLASTY. 


lOS** 


LARGE  INTESTINE 


(Rus.)   Pomosov,  D.  V.  (Voenno  Med.  Acad., 
Leningrad,  USSR)  and  G.  A.  Kataeva.  Eksp.    Khir. 
Anestesiol.    l6(l):37-39,  1971. 


Belkania,  S.  P.,  M.  S.  Podgorbunskaia  and  V.  V. 
Kotelnikov.  Klin.    Khir.    5i(5):8A-86,  1971. 


8670      DIVERTICULITIS  OF  THE  VERMIFORM  APPENDIX. 

(E.)  Aubrey,  D.  A.  (United  Cardiff 
Hosps.,  Wales).  Can.  J.  Surg,  l*)  (3)  :216-217, 
1971. 


8671      RETRORECTAL  TUMOURS.   (E.)   Anonymous. 
Br.   Med.   J.    3 (5769) : 265-266,  1971. 


8681  DIFFERENTIAL  DIAGNOSIS  OF  ACUTE 
APPENDICITIS.   (Rus.)   Grushlavski i , 

G.  L.  Klin.  Khir.   5l(5):88-89,  1971. 

8682  A  CASE  OF  VOLVULUS  OF  THE  VERMIFORM 
PROCESS.   (Rus.)   Podmalstrovich,  V.  I 

Klin.   Khir.    5l(5):91-92,  1971. 


8672      THE  NEONATAL  RESPONSE  TO  GASTROGRAFIN 

ENEMA.   (E.)   Rowe,  M.  I.  (Jackson  Mem. 
Hosp.,  Miami,  Fla.),  A.  J.  Furst,  D.  H.  Altman 
and  C.  A.  Poole.  Pediatries   '*8(1 )  :29-35,  1971. 


8683      INTESTINAL  OBSTRUCTION  DUE  TO  ACUTE 

APPENDICITIS.   (Rus.)   Riabukhin,  K.  M. 
and  V.  I.  Ilchenko.  Klin.    Khir.    5l(5):92-93 
1971. 


8673      SURGICAL  TREATMENT  OF  ANORECTAL  PROLAPSE. 

(Ger.)  Betzler,  H.  J.  (Hechingen  Reg. 
Hosp.,  Germany).  Paediatr.  Prax.  10(2)  :2'»l-2i|7. 
1971. 


867A      LACTASE  DEFICIENCY  IN  PATHOPHYSIOLOGY 

OF  THE  COLON.   (Fr.)   Nicolaescu,  T. 
(Inst.  Physiol.  Norm.  Pathol.,  Bucharest),  P. 
Stolculescu  and  E.  Bittman.  Med.    Hyq.    (Geneve) 
29(9A8):127,  1971. 


8675      ETIOLOGICAL  ASPECTS  OF  CARCINOMA  OF  THE 

COLON.   (E.)   Beazley,  R.  M.  (U. 
Maryland  Sch.  Med.,  Baltimore).  Md.   State  Med. 
J.    20(9):'(9-51,  1971. 


8676      REVIEW  OF  252  CASES  OF  APPENDICITIS. 

GENERAL  PROBLEMS  AND  GEOGRAPHICAL 
PARTICULARITIES.   (Fr.)   Nahas,  V.  Lyon  Chir. 
67(2):99-101,  1971. 


8677      EXPERIMENTAL  INVESTIGATIONS  OF  INTRA- 
ABDOMINAL RESECTION  OF  THE  RECTUM  WITH 
SUTURELESS  END  TO  SIDE  ANASTOMOSIS.   (Rus.) 
Kimbarovskaia,  E.  M.  and  L.  V.  Zaitseva.  Klin. 
Khir.    51(5):7'»-77,  1971. 


8678      SOME  IMPROVEMENTS  OF  SURGICAL  TREATMENT 

OF  ACUTE  AND  CHRONIC  APPENDICITIS. 
(Rus.)  Karavanov,  G.  G.  Klin.  Khir.  51(5): 
78-82,  1971. 


868')      VOLVULUS  OF  THE  APPENDICES  EPIPLOICAE 

OF  THE  LARGE  INTESTINE.   (Rus.) 
Khokholia,  V.  P.  Klin.    Khir.    51(5):9A,  1971. 

8685      SEARCH  FOR  RATIONAL  METHODS  OF  SURGERY 

IN  DIFFUSE  MULTIPLE  POLYPOSIS  OF  THE 
LARGE  INTESTINE.   (Rus.)   Parakhoniak,  V.  I. 
Klin.   Khir.    51  (5)  :37-'»0,  1971. 


8686      FUNCTIONAL  CHARACTERISTICS  OF  THE 

POSTCOLECTOMY  SYNDROME.   (Rus.) 
Brusilovskii ,  M.  I.  Klin.    Khir.    5\{5) -.hy-hk , 
1971. 


8687      ROENTGENOLOGICALLY  VISUALIZED  CONNECTIVE 

TISSUE  SPACES  AROUND  THE  RECTUM. 
(Rus.)   Kramar,  0.  P.  Klin.   Khir.    S\{5)  •.hh-k3 , 
1971. 


8688      SURGICAL  TACTICS  IN  PERFORATIVE 

APPENDICITIS.   (Rus.)   Saveliev,  V.  S., 
B.  D.  Savchuk,  V.  A.  Kubishkin  and  G.  T.  Lemish. 
Klin.   Khir.    51  (5)  :'t9-53,  1971. 


8689  DIAGNOSIS  IN  INFLAMMATION  OF  THE 
VERMIFORM  PROCESS.   (Rus.)   Baranov, 

A.  N.  Klin.   Khir.   51(5):56-59,  1971. 

8690  SURGICAL  TREATMENT  OF  APPENDICITIS. 
(Rus.)   Veller,  D.  G.  Klin.    Khir. 

51(5):59-62,  1971. 


8679      TWO-STAGE  APPROACH  IN  APPENDECTOMIES. 

(Rus.)   Mariiev,  A.  I.  and  A.  N. 
Poliakov.  Klin.    Khir.    51  (5)  :82-8'(,  I97I. 


8680      CLINICAL  AND  ANATOMIC  CONTRADICTIONS 

IN  THE  DIAGNOSIS  OF  APPENDICITIS.   (Rus.) 


8691      MALIGNANT  DEGENERATION  OF  POLYPS  OF 

THE  LARGE  INTESTINE.   (Rus.) 
Kozhevnikov,  A.  I.,  I.  N.  Kozhevnikova  and  V.  N, 
Postnikov.  Khirurgiia   (Mask.)   '(7 (5) :98-103 , 
1971. 


8692 


RUPTURES,  PERFORATIONS  AND  NECROSIS 
OF  THE  INTESTINAL  WALL  IN  OBSTRUCTION 
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OF  THE  LARGE  INTESTINE  ASSOCIATED  WITH  CANCER. 
(Rus.)  Vinogradova,  0.  I.  Khirurgiia  (Mask.) 
J47(5):105-nO,  1971. 

8693  DIVERTICULAR  DISEASE  OF  THE  COLON. 
(Vol.  11  of  MAJOR  PROBLEMS  IN  CLINICAL 

SURGERY).  (E.)  Colcock,  B.  P.  Philadelphia, 
W.  B.  Saunders  Co.,  1971,  135  pp.  $9.00. 

8694  COLONIC  ACUTE  DIVERTICULITIS.   EXPERIENCE 
OF  A  SURGICAL  DEPARTMENT.   (Sp.) 

Duiovich,  A.  (Israel ita  Hosp.,  Buenos  Aires,  _ 
Argentina),  S.  Beresten  and  H.  M.  Akerman.   0^a 
Med.    '43('t):  100-101,  1971. 


Volk  G.  E.  (USAF  Reg.  Hosp.,  Lang  ley,  Va.)  and 
R.  E.  Harris.  Va.    Med.    Mon.    98(5) : 258-261 ,  1971. 


8695 


RECTAL  CYTOLOGY.   REPORT  ON  520  SPECIMENS. 

(Fr.)   Rachail  Arnoux,  M.  (C.H.R.  Cytol . 
Lab.,  Grenoble,  France),  M.  Rachail  and  C. 
Mouriquand.  Grenohle  Med.    Chir.    9(6) =209-218, 
1971. 


8696 
Payen. 


A  CASE  OF  RECTOCOLONIC  CROHN'S  DISEASE. 
(Fr.)   Barbier,  J.,  G.  Delineau  and  J. 
J.   Med.    Poitiers   2(2):83-86,  1971. 


8697      NEUROSURGICAL  TREATMENT  OF  PAIN  DUE  TO 

ANORECTAL  CARCINOMA.   (Fr.)   Philippides 
0.  J.   Med.    Strasbourg   2(5)  :'*67-'*69 ,  1971. 


ONE-STAGE  COLECTOMY  IN  EMERGENCY 
LAPAROTOMY  FOR  CARCINOMA  OF  THE  COLON. 
(REPORT  OF  62  CASES).   (Fr.)   Adloff,  M.  (CHU 
1st  Gen.  Surg.  Serv.,  Strasbourg,  France),  M.    _ 
Lampert,  F.  Otteni  and  E.  Nouzha.  J.    Chir.    (Par^s) 
102(1-2)  :'45-52,  1971. 


8699  INTESTINAL  BLEEDING  .  A  RARE  ETIOLOGY. 
(E.)   Chaitin,  H.  (Whitestone  Gen. 

Hosp   N.  Y.),  L.  Wienick  and  V.  Lait.  J. 
Abdom.    Surg.    1  3  (6) :  1  2l*-125  ,  1971. 

8700  ILEOCECAL  FISTULA:   REPORT  OF  AN  UNUSUAL 
CAUSE.   (E.)   Figiel,  L.  S.  (Grace 

Hosp.,  Detroit,  Mich.)  and  S.  J.  Figiel.  J. 
Abdom.    Surg.    1 3  (6) : 1 31 -1 32,  1971. 

8701  SURGICAL  TREATMENT  OF  HEMORRHAGIC  RECTO- 
COLITIS.   (Fr.)   Delaitre,  B.  Presse 

Med.    79  (22): 1026,  1971. 


8702  MUCOCELE  OF  THE  APPENDIX.   (Ger.) 
Barlehner,  E.  (City  Clin.,  Berl i n-Buch) . 

Zentralbl.    Chir.    96  (2/*)  :  807-81'*,  1971. 

8703  MATERNAL  MORTALITY  FOLLOWING  SPONTANEOUS 
RUPTURE  OF  THE  SIGMOID  COLON.   (E.) 


870't 


PROLAPSE  OF  THE  RECTUM.   (Nor.)   Otnes , 
B.  (Natl.  Hosp.,  Oslo,  Norway). 
Tidsskr.    Nor.    Laegeforen.    91  (19-20) :  1  l*63-l'*68, 

1971. 

8705  INITIAL  SYMPTOMS  OF  CARCINOMA  OF  THE 
COLON.   (Dut.)   Elewaut,  A.  (Natl.  U. 

Hosp.  Ghent,  Belgium).  Tijdsahr.    Geneeskd. 
2j(]0):kk3-hkk,    1971. 

8706  ASPIRATION  BIOPSY  OF  THE  MUCOSA  OF  THE 
DISTAL  PORTION  OF  THE  LARGE  INTESTINE 

IN  DIAGNOSING  DYSENTERY  WITH  ATYPICAL  COURSE 
(Rus.)   Livshits,  L.  A.  Sov.    Med.    3'*  (6)  :  59-61  , 
1971. 

8707  STRICTLY  LOCALIZED  STENOSIS  OF  THE 
HEPATIC  FLEXURE.   (Fr.)   Heully,  F. 

(Sch  Med.,  Nancy,  France),  P.  Gaucher  and  J. 
Laurent.  Sem.    Hop.    Paris   '.7  (23) :  151  5-1  51  7,  1971. 

8700      DOUBLE  BENIGN  TUMOR  OF  THE  COLON 

(VILLOUS  TUMOR  AND  POLYADENOMA)  AND 
MUCOCELE  OF  THE  APPENDIX.   (Fr.)   Debray,  C. 

(Bichat  Hosp.,  Paris),  A.  P' ^°""f,^ '  J"  ^^0^519' 
and  C.  Marche.  Sew.    Hop.   Par^s   47  (23) : 1 51 8- 1 519 , 

1971. 


8709 


A  CASE  OF  APPENDIX  NEOPLASM  PRESENTING 
AS  APPENDICITIS.   (Fr.)   Levasseur, 

J   C.  (Vaugirard  Hosp.,  Paris)  and  R.  Le  Canuet. 

Sem.   Hop.   Paris   47  (23) : 1 520,  1971. 


8710      PARTIAL  HEPATODIAPHRAGMATIC  INTERPOSITION 

OF  THE  COLON  AND  DYSTOPIA  OF  THE  GALL- 
BLADDER.  RADIOLOGIC  AND  HEPATOSC INT IGRAPH I C 
SpJeARANCES.   reasons  for  the  initially  ERRONEOUS 
DIAGNOSIS.   (Rum.)   Kertesz ,  A.  (Radiol .  CI : n.  , 
Tirgu  Mures,  Rumania),  A.  Mozes  and  I.  I<repsz. 
Rev.   Med.    (Tirgu  mres)    17(1 ): 105-106,  1971. 

8711      ROENTGEN  DIAGNOSIS  OF  PERFORATIONS  OF 
THE  SIGMOID  COLON.   (Ger.)   Frohlich, 
G   (City  Hosp.,  Karlsruhe,  Germany)  and  W.  Konig. 
Eadiologe   1 1  (7) :260-263 ,  1971. 


8712 


ARTERIOGRAPHY  OF  THE  MESENTERIC  ARTERIES 
IN  DIAGNOSIS  OF  LARGE  INTESTINE  TUMORS. 

(Ger.)   Chvojka,  J.  (Mi  lit. 

Czechoslovakia)  and  J.  Dolezel 

247-250,  1971. 


Hosp. ,  Pilsen, 

Radiologe   1 1  (7) : 


8713 


DIAGNOSTIC  PROBLEMS  IN  HIRSCHSPRUNG'S 
DISEASE.   (Ger.)   Morger,  R.  (Pediatr. 
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Hosp.,  St.  Gallen,  Switzerland)  and  W.  Meier  Ruge. 
Praxis  60 (m) -.739-80] ,    1971. 


8714      COPROLOGiC  INVESTIGATIONS  IN  CHILDREN 

WITH  POLYPS  OF  THE  LARGE  INTESTINE. 
(Rus.)   Aminev,  A.  M. ,  E.  N.  Katorkin  and  V.  S. 
Kramar.  Pediatriia    (Mask.)    50(5):33-37,  1971. 


8715      SEVERE  RECTAL  BLEEDING  FROM  AN  INTRAMURAL 
HEMATOMA  OF  THE  SIGMOID.   (E.)   Schiller, 
M.  (Ohio  State  U.  Coll.  Med.,  Columbus),  T.  S. 
Morse  and  T.  R.  Frye.  Pediatrics   ^48  (l )  :  1  it6-]  48 
1971. 


8717      OBLITERATING  HYPERPLASIA  OF  THE  LYMPHATIC 

TISSUE  OF  THE  APPENDIX.   (Hun.)   Oseh, 
I.  Morphol.    Igass.    Orv.    Szle    1 1  (2) : ) 38-1 4l ,  1971. 


8718  TUMORS  OF  THE  CECUM  AND  THE  DISTAL 
ILEUM  DUE  TO  HODGKIN'S  DISEASE.   (Por.) 

Da  Silva,  C.  (Civil  Hosp.,  Lisbon,  Portugal). 
Med.    Univers.    (Lisboa)    1 4 (3) : 1 73- 1 81  ,  1971. 

8719  VOLVULUS  OF  THE  CECUM.   (Sp.)   Russo, 
A.  G.,  0.  A.  Yavicoli,  E.  Carbonetto 

and  L.  Spivak.  Pr ens a  Med.   Argent.    58(4) : 1 79-I 87, 


8716      VILLOUS  RECTAL  ADENOMA,  LEADING  TO 

ELECTROLYTE  DISTURBANCE.   (Hun.)   Koves, 
I.  (Weil  Emil  Teruleti  Vezeto  Hosp.,  Budapest), 
T.  Kremmer  and  G.  Lovey.  Orvoskepzes   46(3): 
196-201,  1971. 


8720      ROENTGEN  DIAGNOSIS  OF  GRANULOMATOUS 

COLITIS  (CROHN'S  DISEASE  OF  THE  LARGE 
INTESTINE).   AN  ANG lOGRAPH I CAL  CONTRIBUTION. 
(Ger.)   Dombrowski,  H.  (Univ.  Med.  Clin.,  Marburg, 
Germany).  Radiologe    1 1  (7) :264-273 ,  1971. 


See  also  numbers:   8126,  8533,  86O3 ,  8987 
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8721      CANCER  RISK  AND  LIFE  EXPECTANCY  OF 

CHILDREN  WITH  ULCERATIVE  COLITIS.   (E.) 
Devroede,  G.  J.  (Mayo  Clin.,  Rochester,  Minn.), 
W.  F.  Taylor,  W,  G.  Sauer,  R.  J.  Jackman  and 
G.  B.  Stickler.  N.    Engl.    J.    Med.    285(1): 17-21 
1971. 

The  records  of  6OI  children  14  yr  old  or  less 
who  were  reported  to  have  had  ulcerative  colitis 
when  first  seen  at  the  Mayo  Clinic  from  I919  to 
1965_were  examined.   All  who  had  not  had  procto- 
scopic and  radiographic  examination  of  the  large 
bowel  at  the  initial  examination  were  excluded. 
A  total  of  396  patients  are  included  in  the  final 
report.   Survival  rates  at  10,  20,  30  and  43  yr 
were  1%%,    58%,  391  and  271,  resp.   In  the  whole 
group  there  was  no  difference  in  mortality  rates 
between  sexes  although  there  was  an  increased 
mortality  rate  among  females  during  the  first  15 
yr  of  the  disease.   Survival  was  not  related  to 
age  at  onset  of  disease.   Survival  was  shorter 
in  those  with  involvement  of  the  entire  colon 
than  in  those  with  rectal  involvement  alone. 
There  was  no  significant  improvement  in  survival 
rates  after  1953  when  the  use  of  corticosteroids 
was  initiated.   There  was  a  strong  relationship 
between  the  duration  of  disease  and  extent  of 
involvement.   Cancer  developed  in  52  of  the  396 
patients.   It  occurred  in  only  3%  of  the  patients 
during  the  first  10  yr  after  onset,  but  there- 
after colon  cancer  developed  in  20%  of  affected 


children  in  each  decade,  and  the  probability  of 
development  of  cancer  35  yr  after  onset  was  43%. 
There  was  no  significant  difference  in  prevalence 
of  cancer  between  sexes  but  the  probability  was 
somewhat  higher  in  males.   The  risk  of  cancer 
increased  with  extent  of  colitis.   The  long  term 
survival  (at  20  yr)  was  better  for  those  who 
underwent  proctocolectomy  than  among  those  who 
did  not.   Mortality  from  disease  occurred  in  2 
of  22  {3%)    operated  on  after  15  yr  of  age  and  in 
6  of  18  (33%)  operated  on  prior  to  15  yr  of  age. 


8722      RADIOLOGICAL  SIGNS  OF  ULCERATIVE 

COLITIS  AND  CROHN'S  DISEASE  OF  THE 
COLON.   (E.)   Stanley,  P.  (St.  Bartholomew's 
Hosp.,  London),  I.  K.  Fry,  A.  M.  Dawson  and  N. 
Dyer.  Clin.    Radiol.    22  (4) : 434-442 ,  I971. 

Films  of  single  contrast  barium  enema  examinations 
of  65  patients  with  either  Crohn's  disease  or 
ulcerative  colitis  were  studied  in  order  to 
determine  the  accuracy  of  various  radiological 
signs  in  differentiating  between  the  2  conditions. 
General  features  (distribution  and  postrectal 
space),  Haustral  pattern,  mucosal  signs  (filling 
defects,  ulcers,  mucosal  pattern),  and  complica- 
tions were  all  assessed.   Thumbpr i nt I ng ,  coarse 
serration,  decreased  length  and  caliber,  swollen 
organized  folds  and  shallow  ulcers  were  signs 
occurring  with  comparable  frequency  in  Crohn's 
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disease  and  ulcerative  colitis.   Signs  occurring 
between  3  and  10  times  more  commonly  in  Crohn's 
disease  or  ulcerative  colitis  were  abnormal 
haustra  and  nodularity  in  Crohn's  disease  and 
total  colitis,  rectal  involvement,  increased 
postrectal  space,  absent  haustra  and  fine  serration 
in  ulcerative  colitis.   Discontinuity,  asymmetrical 
involvement  and  a  right-sided  distribution  was 
characteristic  (at  least  10  times  more  commonly 
seen)  of  Crohn's  disease  as  were  cobblestones, 
disorganized  folds  and  deep  ulcers.   Strictures 
and  fistulae  occurred  exclusively  in  Crohn's 
disease.   Characteristic  features  of  ulcerative 
colitis  were  a  smooth  contour,  pseudopolyps ,  hazy 
longitudinal  folds  and  mucosal  effacement. 


A  '♦2-Yr-old  woman  with  Crohn's  disease  of  the 
rectum  achieved  remission  after  recto-col ectomy 
and  was  asymptomatic  at  the  time  of  report. 


872't 

(I^us.) 

Klin. 


ERRORS  IN  THE  DIAGNOSIS  OF  NONSPECIFIC 
ULCERATIVE  COLITIS  AND  AMEBIC  DYSENTERY. 
Karnaukhov,  V.  K.  and  R.  A.  Firsova. 
Med.    (Mask.)   hSiS)  ■Uk-]\B,    1971. 


8725 


MYASTHENIA  GRAVIS. 

AND  LICHEN  PLANUS. 
(Westminster  Hosp.,  London). 
6i»  (8):  807-808,  1971. 


ULCERATIVE  COLITIS 
(E.)   Miller,  T.  N. 

Proa.   R.   Soo.   Med. 


8723 


SKIN  MANIFESTATIONS  IN  CROHN'S  DISEASE 
OF  THE  RECTUM.   (Fr.)   Duperrat,  M.  B. 

(St.  Louis  Hosp.,  Paris),  M.  Hivet  and  G.  Noury. 

Ann.   Dermatol.   SyphiUgr.    (Paris)   98(3)  :275-280, 

1971. 


8726      INDICATIONS  FOR  SURGICAL  TREATMENT  OF 

ULCERATIVE  COLITIS.   (it.)   Stocchi ,  F. 
(St.  Spirito  Inst.  Rome).  Polialiniao    [Prat.] 
n(k)  ■.\kl-\hl ,    1971. 
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8727      THE  RENIN-ANGIOTENS IN-ALDOSTERONE 

SYSTEM  IN  PATIENTS  WITH  CYSTIC  FIBROSIS 
OF  THE  PANCREAS.   (E.)   Simopoulos,  A.  P.  (NIM 
Bethesda,  Md.),  A.  Lapey,  T.  F.  Boat,  P.  A. 
di  Sant'  Agnese  and  F.  C.  Bartter.  Pediatr.   Res. 
5(n):626-632,  1971. 

Five  patients  with  cystic  fibrosis  of  the  pancreas 
had  elevated  plasma  renin  activity,  supine  renin 
'•97-595  compared  with  normal  values  of  228  nano- 
grams/100 ml  plasma  on  109  mEq  sodium  intake  2k 
hr.  The  patients  had  normal  renin  release 
mechanisms  as  far  as  postural  changes  are  con- 
cerned, since  renin  activity  increased  normally 
(59't-875)  with  the  upright  position.   High  aldo- 
sterone secretion  rates  (161-^(45),  seen  on  109 
mEq  sodium  Iptake,  were  probably  secondary  to  the 
abnormally  high  renin  release.  Renin  activity, 
however,  failed  to  suppress  on  the  high  salt 
intake;  furthermore,  patients  with  cystic  fibrosis 
of  the  pancreas  did  not  gain  the  expected  weight 
on  the  high  salt  intake.  This  state  of  hyper- 
aldosteronlsm  secondary  to  renin  release  probably 
results  from  adaptation  to  frequent  excessive 
sodium  losses  with  the  sweat,  with  consequent 
contraction  of  extracellular  volume. 


8728      THE  RISING  INCIDENCE  OF  CANCER  OF  THE 

PANCREAS  -  FURTHER  EPIDEMIOLOGIC  STUDIES 
(E.)   Krain,  L.  S.  (1173A  Wilshire  Blvd.,  Los 
Angeles,  Calif.).  J.    Chronic  Dis.    23(10-11)- 
685-690,  1971. 

Study  of  the  California  Tumor  Registry  showed 
socioeconomic  class  was  inversely  related  to 
pancreatic  cancer  incidence  in  males  and  females, 
cancer  of  the  pancreas  being  more  common  in 
county  than  in  private  hospitals.  The  highest 
incidence  of  pancreatic  cancer  was  seen  in  Negro 
males,  followed  by  Chinese  males  and  Caucasian 
males.  No  significant  racial  differences  were 
observed  among  females.   Negroes  showed  the 
greatest  percentage  increase  in  pancreatic  cancer 
mortality  rates  in  the  age-specific  grouping 
under  50  yr  for  the  period  1950-1963. 

8729      THE  TECHNIQUE  AND  RESULTS  OF  PANCREATIC- 
DUODENAL  RESECTION  IN  CARCINOMA  OF  THE 
HEAD  OF  THE  PANCREAS  OR  DUODENUM.   (Ger.)  Weitz, 
G.  (Heldberg  Gen.  Hosp. ,  Hamburg,  Germany). 
CTiirwr^  it2  (8): 379-381,  1971. 


8730      PANCREATIC  TUMORS  WITH  ENDOCRINE 

ACTIVITY.   (Sw.)  Andersson,  H.  (Sahl- 
grenska  Hosp,,  Goteborg,  Sweden),  G.  Dotevall  and 
A.  Walan,  Lakartidningen   68(36) :3977-398/|  6  kOkl 
1971, 


8731      PANCREATIC  FISTULAS  APtER  ENUCLEATION 
OF  ADENOMAS.   THEIR  PREVENTION.   (Sp  ) 
Anonymous.  Dia  Med.    43  (A) :  1 1  3-1  li),  1971. 


8732      CYSTADENOCARCINOMA  OF  THE  TAIL  OF  THE 

PANCREAS.   (Fr.)   Hivet,  M.  (Alma  Surg. 
Ctr.,  Paris)  and  B.  Lagadec.  Sem.    Hop.    Par>i8 
't7(23):I530-1533,  1971. 


8733      PATHOLOGY  OF  THE  SPHINCTER  OF  WIRSUHG'S 

DUCT.   (Sp.)  Anonymous.  Dia  Med. 
'♦3('*):117-118,  1971. 


873^)      PATHOLOGIC  FINDINGS  IN  THE  PANCREAS  OF 

MICE  INFECTED  WITH  COXSACKIEVIRUS  B4. 
(E.)   Burch',  G.  E.  (Tulane  U.  Sch.  Med.,  New 
Orleans,  La.),  C.  Y.  Tsui,  J.  M.  Harb  and  H.  L, 
Colcolough,  Arch.    Intern.   Med.    M?,(\) -.hO-kl 
1971. 


8735      SUPERSELECTIVE  PANCREATIC  ARTERIOGRAPHY. 

(Fr.)  Tavernier,  J.  (St.  Andre  Hosp., 
Bordeaux,  France),  G.  Delorme  and  M.  Fagola'. 
Ann.   Radiol.    (Paris)    l'*(7-8)  :555-566,  I971. 


8736      SARCOMA  OF  THE  HEAD  OF  THE  PANCREAS. 

(Fr.)   lonescu,  M. ,  C,  Burdescu,  M. 
Vasilescu  and  M,  Rusu.  Lyon  Chir.    67(3) :230-232 
1971. 


8737      PANCREATOGRAPHY  IN  THE  DIAGNOSIS  OF 

DISEASES  OF  THE  PANCREAS.   (Rus.) 
Mllonov,  0.  B.,  V.  I.  Sokolov  and  R.  K.  Vasili 
Khirurgiia   (Mosk.)   '*7(7)  :96-102,  I971, 


8738      TRANSPAPILLARY  PANCREATOGRAPHY  UNDER 
DUODENOSCOPY,   (Fr,)  Jeanpierre,  R. 
and  L.  Leger._  Chirurgie   97(7):'(89,  I97I, 
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8739      ANAPHYLACTIC  SHOCK  SECONDARY  TO  INITIAL 

TRASYLOL  ADMINISTRATION.   (E.)   Bauer, 
J,,  S.  Futterman  (87-01  Midland  Pkwy.,  Jamaica, 
N  'y.)  and  D.  A.  Dreiling.  Am.    J.    Gastroenterol. 
56(6):5'»2-5'*'*,  1971. 

A  66-yr-old,  white  female  patient  was  1  of  52 
patients  taking  part  in  a  double-blind  study 
evaluating  the  clinical  effectiveness  of  Trasylol 
in  acute  pancreatitis  and  also  as  prophylaxis 
against  postoperative  pancreatitis  following 
surgery  in  the  anatomic  region  of  the  pancreas. 
This  patient,  having  received  a  subtotal  gastrectomy 
and  a  gastrojejunostomy  for  gastric  ulcer,  became 
dyspneic,  cyanotic,  with  loss  of  consciousness 
and  response  to  pain  stimuli  within  2  min  after 
injection  of  Trasylol.   She  responded  well  to 
epinephrine  and  recovered  uneventfully.   The 
patient  had  no  history  of  allergy  and  denied 
previous  contact  with  Trasylol.  Cross-sensi tiza- ^ 
tion  may  have  been  responsible  for  the  anaphylactic 
reaction  in  this  patient.  Trasylol's  effect  in 
the  therapy  and  prophylaxis  of  acute  and  post- 
operative pancreatitis  is  still  open  to  question. 


87'*0 


EXPERIMENTAL  PANCREATITIS  IN  PIGS.   (E.) 
Thorpe,  C.  D.  (U.  Michigan  Med.  Ctr.  , 

Ann  Arbor)  and  C.  F.  Frey.  Arah.    Surg.    103(6): 

720-733,  1971. 

Neither  pig  bile  nor  bile  salt  suspension  pro- 
duced lethal  pancreatitis  in  pigs,  despite  forceful 
injection  of  volumes  greater  than  0.8  ml/kg.  All 
pigs  in  this  group  presented  biochemical  and 
anatomic  evidence  of  pancreatic  inflammation,  with 
amylase  elevation  similar  to  the  pattern  in  dogs. 
Petechial  hemorrhage  and  edema  occurred  immediately 
following  injection,  while  at  autopsy  the  gland 
was  extensively  necrotic  with  microscopic  evidence 
of  suppuration  and  bacterial  colonization;  pan- 
creatic pseudocysts  occurred  in  3  pigs.   Pancreatic 
fibrosis  and  atrophy  were  evident  in  postmortem 
specimens  from  all  pigs  who  had  received  trypsin 
injection.   Bile  salt-trypsin  injection  produced 
high  mortality  in  pigs  despite  use  of  low  infusion 
pressure.   Pancreatic  parenchyma  was  totally 
obliterated,  with  pronounced  interstitial  hemorrhage. 
Unlike  the  extensive  manipulations  required  to 
create  experimental  canine  pseudocysts,  taurocho- 
late  sodium  injection  sufficed  to  induce  formation 
of  mature  pig  pancreatic  pseudocysts.  Cultures 
from  these  cysts  revealed  enteric  flora  similar 
to  that  recognized  in  the  human  disease. 


87l»l      IMPORTANCE  OF  NUTRITION  IN  THE  PATHO- 
GENESIS OF  EXPERIMENAAL  PANCREATITIS 
IN  THE  DOG.   (E.)   Goodhead ,  B.  (6700  Bellaire 
Blvd.,  Houston,  Tex.).  Arah.    Surg.    103(6): 
724-727,  1971. 

In  8  dogs  maintained  on  a  standard  1'400  caloric 
diet,  injection  of  autologous  bile  and  trypsin 


into  the  main  pancreatic  duct  produced  hemorrhagic 
pancreatitis,  usually  severe,  affecting  mainly 
the  head  and  body  of  the  gland.   Microscopi cal ly _ 
there  were  extensive  areas  of  parencliymal  necrosis 
and  interlobular  edema.   Hemorrhagic  pancreatitis 
was  present  in  only  2  of  8  experimentally  under- 
nourished dogs.   In  the  remaining  animals  there 
was  a  variable  amount  of  interlobular  edema 
associated  with  moderate  leukocytic  infiltration. 
Pancreatic  proelastase  and  trypsinogen  levels 
were  normal  in  well-fed  animals  and  diminished  in 
the  undernourished  dogs.   Thus  the  preoperative 
nutritional  status  of  the  dog  must  be  tai<en  into 
account  when  planning  experiments  involving  the  _ 
pathogenesis  and  the  evaluation  of  new  therapeutic 
agents  in  acute  pancreatitis. 


87it2      THE  ROLE  OF  THE  THYROID  GLAND  IN  THE 

HYPOCALCEMIA  OF  ACUTE  PANCREATITIS. 
(E.)   Shieber,  W.  (Jewish  Hosp.,  St.  Louis,  Mo.), 
R.  Kingsbury  and  A.  E.  Baue.  Surg.    Forum   22: 
333-33'*,  1971. 

Acute  pancreatitis  was  induced  in  5  thyroidectomi zed 
dogs  with  intact  parathyroid  glands  and  in  7 
normal  dogs  by  the  injection  of  trypsin  into  the 
pancreatic  duct.   Significant  serum  calcium 
decreases  were  observed  in  the  intact  animals, 
while  no  changes  in  serum  calcium  were  seen  in 
the  thyroidect«mized  dogs.   Results  suggest  that 
the  thyroid  gland  is  involved  in  the  development 
of"  hypocalcemia  during  acute  pancreatitis. 


87'*3 


PANCREATITIS  AS  A  COMPLICATION  OF 
RFGIONAL  ENTERITIS  OF  THE  DUODENUM. 
(E  )   Legge,  D.  A.  (Mayo  Clin.,  Rochester,  Minn.), 
H.  N.  Hoffman,  II  and  H.  C.  Carlson.  Gastro- 
enterology  6l(6):83'»-837,  1971. 

The  records  of  10  patients  with  surgically 
proven  regional  enteritis  of  both  the  duodenum 
and  the  distal  portion  of  the  ileum  were  reviewed 
to  assess  the  incidence  of  pancreatitis  as  a 
complication.   Of  these  10  patients,  3  had 
evidence  of  pancreatitis  as  indicated  by  elevated 
serum  and  urine  amylase  levels.   The  usual  causes 
of  pancreatitis,  i.e.  alcoholism  and  cholelithiasis 
or  choledocholithiasis  as  well  as  hyperparathyroidism, 
were  excluded  in  each  patient.   In  2  of  ^he  3 
cases,  the  elevated  amylase  values  were  substantiated 
by  surgical  findings.   The  pancreatic  dysfunction 
was  probably  due  to  reflux  of  duodenal  contents 
into  the  pancreatic  ducts.   This  may  have  been 
the  result  of  a  fistula  between  the  duodenum  and 
the  pancreatic  duct  or  of  reflux  through  the 
ampulla  damaged  by  inflammation  of  adjacent 
bowel.   Thus,  obtaining  pancreatic  enzyme  studies 
for  any  patient  with  known  or  suspected  involve- 
ment of  the  duodenum  with  regional  enteritis 
seems  to  be  indicated. 
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87'4'4      ACUTE  POSTOPERATIVE  PANCREATITIS. 

(Rus.)   Pipia,  I.  K.  and  A.  V.  Talia. 
Khirurgiia    (Mask.)    47 (7): 80-85,  1971. 


(Cz.)   Bartos,  V.  (Charles  U.  Sch.  Med.,  Hradec 
Kralove,  Czechoslovakia)  and  V.  Brzek.  Lek.    Zpr. 
Lek.   Fak.    Kavlova  Univ.    16(3-4) : 81 -89,  1971. 


87A5      THE  DIAGNOSIS  AND  TREATMENT  OF  ACUTE 

PANCREATITIS  IN  A  DISTRICT  HOSPITAL 
SURGICAL  DEPARTMENT.   (Cz.)   Jiran,  B.  (Tabor 
Hosp.,  Czechoslovakia).  Rozhl.    Chir.    50 (5) : 261 -268, 
1971. 


87'*9      CONSERVATIVE  TREATMENT  OF  ACUTE  AND 

CHRONIC  PANCREATITIS.   (Ger.)   Neumayr, 
A.  (Kaiserin  Elisabeth  Hosp.,  Vienna).  Med.    Klin. 
66(25):905-910,  1971. 


87'»6      EARLY  TREATMENT  BY  PERITONEAL  DIALYSIS 

IN  ACUTE  HEMORRHAGIC  PANCREATITIS. 
(Sw.)   Gjessing,  J.  (Sundsvalls  Hosp.,  Sweden) 
and  S.  Jacobs.  Novd.   Med.    86(31 ) :927-930,  1971. 


8750      B-CELL  STIMULATION  IN  CHRONIC  AND  CHRONIC 

RELAPSING  PANCREATITIS.   (Ger.) 
Grabner,  W.  (U.  Erlangen-Nur^berg  Med.  Clin., 
Germany),  D.  Bergner  and  H.  Scharrer.  Klin. 
Woahensohr.    'tDd  3) :  765-767,  I97I, 


87A7      PANCREATITIS:   AETIOLOGICAL  ASSOCIATIONS. 

(E.)   Tasman  Jones,  C.  (Auckland  Hosp., 
New  Zealand).  NZ  Med.    J.    73  ('(68)  :  283-28't ,  1971. 


87^8      METHODS  OF  EXAMINATION  AND  TREATMENT  IN 
INTENSIVE  CARE  OF  ACUTE  PANCREATITIS. 


8751      ESSENTIAL  HYPERPL I PEM I A  AND  CHRONIC 

RECURRENT  PANCREATITIS.   (THE  EFFECTS 
OF  LEFT  PANCREATECTOMY  AND  SPLENECTOMY).   (Rum.) 
Iliescu,  G.  (Alexandru  Sahia  Hosp.,  Bucharest), 
G.  Radulescu,  G.  Popa  and  J.  Splouchal.  Med. 
Inrema    (Buaur.)    23  (6)  .-759-767,  1971. 
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8752      HIGH  LIVER  GLYCOGEN  IN  HEREDITARY 
FRUCTOSE  INTOLERANCE.   (E.)   Cain, 
A.  R.  R.  (Newcastle  Gen.  Hosp. ,  London)  and  B.  E. 
Ryman.  Gut    1 2  (1 1 ): 929-932 ,  1971. 

At  the  age  of  19  months  a  female  child  was  admitted 
with  a  history  of  recurrent  vomiting,  some 
diarrhea,  persistent  anorexia,  weight  loss. 
Physical  examination  revealed  superficial  infec- 
tions and  hepatomegaly.   Blood  sugar  {hk   mg^)  and 
plasma  bicarbonate  (10  mEq/liter)  were  low,  liver 
glycogen  was  increased,  and  amino  acids  were 
increased  in  the  urine.   Galactosemia  was  excluded 
by  demonstration  of  normal  gal actose-1 -phosphate 
uridyl  transferase  in  the  child's  RBC.   Glycogen 
storage  disease  was  considered  likely,  although 
normal  response  to  glucagon  was  puzzling.   The^ 
child  died  of  terminal  bronchopneumonia  following 
the  aspiration  of  vomit  and  at  necropsy  was  found 
to  have  an  enlarged  fatty  liver.   No  fructose  1- 
phosphate  aldolase  activity  was  found  in  a  necropsy 
liver  sample  while  fructose  1 ,6-d i phosphate 
aldolase  activity  was  less  than  S^t   that  of  a 
control.   Hereditary  fructose  intolerance  and 
glycogen  storage  disease  have  been  confused  in 
the  past  on  clinical  grounds,  but  high  liver 
glycogen  levels  have  not  been  previously  reported 
in  hereditary  fructose  intolerance. 


Alabama  Sch.  Med.,  Birmingham)  and  J.  S.  Aldrete. 
Am.    Surg.    37  (l 0) :605-6l 2 ,  1971. 

Elective  decompressive  procedures  were  carried 
out  on  23  of  35  patients  with  portacaval  hyper- 
tension.  An  end-to-side  portacaval  shunt  was^ 
performed  in  8  patients  in  whom  hepatic  function 
was  judged  to  be  moderate  to  good.   A  side-to- 
side  shunt  was  performed  in  6  patients  in  whom 
hepatic  function  was  poor,  or  ascites  was  hard 
to  manage.   An  end-to-side  splenorenal  shunt  with 
splenectomy  was  performed  in  3  cases  of  sympto- 
matic hypersplenism,  3  cases  of  bleeding  varices 
accompanied  by  a  large  spleen  and  a  splenic  vein 
larger  than  10  mm  in  diameter  by  splenoportography, 
and  in  2  cases  of  portal  vein  thrombosis.   An 
end-to-side  caval  mesenteric  shunt  was  performed 
in  1  patient  who  had  had  a  splenectomy  in  child- 
hood, and  a  previous  attempt  to  construct  a  porta- 
caval shunt  for  bleeding  varices  secondary  to 
portal  hypertension  due  to  cavernous  transformation 
of  the  portal  vein.   Of  8  patients  operated  on 
for  persistent  variceal  hemorrhages,  the  operative 
mortality  was  3  within  5  days,  and  a  fourth 
patient  died  after  2  months,  while  the  other  h 
recovered.   Of  the  23  patients  evaluated  at 
follow-up,  18  were  alive. 


8753      BIOCHEMICAL  AND  FINE  STRUCTURAL  STUDIES 

ON  BRAIN  AND  LIVER  BIOPSIES  IN  ASPARTYL- 
GLUCOSAMINURIA.   (E.)   Palo,  J.  (U.  Helsinki 
Dept.  Neurol.),  P.  Riekkinen,  A.  Arstila  and  S. 
Autio.  Neurology   2]  (]2):-\]38-]Z0k,    1971. 

Brain  and  liver  biopsies  were  performed  on  2 
patients  with  aspartyl gl ucosami nuria  (AGU)  and 
biochemical  and  fine  structural  studies  were 
performed.   Numerous  large  electron-dense  lyso-^ 
somes  containing  membranous  material  were  seen  in 
the  glial  cells  and  neurons  of  the  brain  biopsy 
specimens.   In  the  hepatocytes  of  the  liver 
biopsies  numerous  large  lysosomes  were  also  seen; 
however,  these  were  much  less  electron-dense  and 
seemed  to  contain  pale  flocculent  material. 
Whereas  the  activity  of  N-aspartyl-6  -gl ucosami ni- 
dase  was  decreased  to  about  one-fifth  the  normal 
level,  the  activities  of  N-acetyl-  6-gl ucosami ni - 
dase  were  from  k-G   times  higher  than  controls 
and  the  values  for  N-acetyl-  B-gal actosami nidase , 
proteinase  and  g-gl ucuroni dase  were  somewhat  less 
increased  in  both  brain  and  liver  biopsy  specimens, 
The  activity  of  6-fucosidase  was  moderately 
decreased.   No  accumulation  of  any  of  the  acidic 
or  neutral  amino  acids  or  of  2-acetami do-1 -6-L- 
aspartamido)-l ,2-dldeoxy-B-D-glucose  (AADG)  was 
observed.   Thus,  a  lysosomal  nature  of  this 
disease  seems  to  be  indicated. 


8754      CURRENT  STATUS  OF  SURGICALLY  CREATED 

PORTASYSTEMIC  SHUNTS  IN  THE  MANAGEMENT 
OF  PORTAL  HYPERTENSION.   (E.)   Moody,  F.  G.  (U. 


8755      THE  SIGNIFICANCE  OF  BILE  ACIDS  IN 

GASTROINTESTINAL  AND  HEPATIC  DISEASE. 
(E.)  Hofmann,  A.  A.  F.  (Mayo  Clin.,  Rochester, 
Minn.)  and  F.  Kern,  Jr.  DM     November: 1 -38,  1971. 

Functions  of  bile  acids  in  the  liver  in  relation 
to  bile  acid  synthesis  and  regulation,  bile 
formation  and  enterohepat Ic  circulation  are 
described.   The  role  of  bile  acids  in  formation 
in  the  intestinal  lumen  of  micelles  that  trans- 
port lipolytic  products  and  other  lipids  (fat- 
soluble  vitamins  and  cholesterol)  to  the  small 
intestinal  mucosal  surface  is  discussed.   Also 
described  are  their  regulation  of  metabolic 
activity  in  the  small  intestinal  mucosal  cell 
and  control  of  salt  and  water  movement  in  the 
large  intestine.   A  major  factor  in  the  importance 
of  understanding  bile  acid  metabolism  has  been 
recognition  of  the  pathogenetic  significance  of 
bile  acids  in  several  common  disease  conditions 
(cholesterol  gallstones),  syndromes  of  bacterial 
overgrowth,  diarrhea  and  steatorrhea  in  patients 
with  various  intestinal  disorders  or  intestinal 
resection,  and  possibly  in  parenchymal  liver 
disease.   In  addition,  cholestyramine,  an  anion 
exchange  resin  that  binds  bile  acids  in  the 
intestinal  lumen,  thereby  interrupting  their 
enterohepatic  cycling  and  increasing  their  fecal 
excretion,  has  given  promising  results  in  the 
treatment  of  familial  hypercholesterolemia, 
pruritis  associated  with  obstructive  hepatobiliary 
disease,  and  diarrhea  associated  with  bile  acid 
malabsorption  in  patients  with  ileal  resection. 
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8756      HEPATIC  GLYCOGENOSIS  DUE  TO  PHOSPHORYLASE 

DEFICIENCY.   LIMITATIONS  OF  ENZYME 
STUDIES  ON  LIVER  BIOPSY  SPECIMENS.   (E.)   Wagner, 
R.  (New  England  Med.  Ctr.  Hosps.,  Boston,  Mass.)[ 
F.  Huijing  and  E.  Porter.  Am.    J.   Med.    51(5): 
685-691,  1971. 

There  have  been  many  reclassifications  and  sub- 
classifications,  with  clinical  variants,  described 
for  the  glycogen  storage  diseases  as  newer 
methods  of  enzyme  identification  become  available. 
Since  19't7  enzyme  studies  of  polymorphonuclear 
WBC  have  facilitated  the  differential  diagnosis 
of  many  of  these  diseases.   These  studies  offer 
insight  into  the  molecular  basis  of  the  disease 
and  have  the  additional  advantage  of  ease  of 
access  as  compared  to  liver  biopsy  with  its  bio- 
chemical complications.   Lymphocytes  and  platelets 
may  also  be  used  if  results  are  reported  as 
specific  activity  of  enzyme  per  mg  supernatant. 
In  this  study  2  boys,  maternal  second  cousins, 
are  described.   The  first  boy  had  been  diagnosed 
3_yr  previossly  as  having  type  VI  glycogen  storage 
disease.   The  work-up  on  the  second  boy  revealed 
clinical  discrepancies  and  variation  between  liver 
and  polymorph  phosphorylase  activity.   Polymorph 
WBC  studies  of  the  subject  and  his  parents  re- 
vealed the  subject  to  be  deficient  in  phosphorylase 
and  phosphorylase  kinase  with  a  Michael  is  con- 
stant (Km)  for  phosphorylase  kinase  10  times 
normal.   His  mother's  Km  for  the  enzyme  was  5 
times  normal;  his  father's  was  normal.   The  study 
of  WBC  enzymes  gave  more  reliable  results  and  a 
sex-linked  glycogen  storage  disease  with  low 
phosphorylase  kinase  activity  was  diagnosed. 

8757      ALPHA]  ANTITRYPSIN  IN  THE  LIVERS  OF 

PATIENTS  WITH  EMPHYSEMA.   (E.) 
Lieberman,  J.  (City  of  Hope  Natl.  Med.  Ctr., 
Duarte,  Calif.),  C.  Mittman  and  H.  W.  Gordon. 
Saienae   175  ('(017)  :63-65,  1972. 

Liver  tissue  was  obtained  from  10  patients  by 
percutaneous  liver  biopsy,  and  from  h   at  autopsy. 
All  Ji)  had  lung  disease,  but  only  1  had  evidence 
of  liver  disease,  and  this  was  related  to 
metastatic  carcinoma.   Eight  specimens  were  from 
patients  with  a  severe  deficiency  of  a| -ant i t ryps i n 
(due  to  Pizz  phenotype)  and  6  were  from  patients 
with  an  intermediate  deficiency  (l  Pi^s  and  k 
Pi'^2).   Of  the  \k    liver  specimens,  12  had  discrete, 
rounded,  membrane-enclosed  cytoplasmic  liver 
globules,  which  were  not  seen  in  any  of  7  control 
patients  with  emphysema  with  normal  or  elevated 
aj-antitrypsin  concentrations.   These  globules 
were  3-20  micrometers  in  diameter  snd  were  faintly 
eosinophilic  with  hematoxyl in-eosi n  staining  and 
moderately-to-strongly  PAS-positive  after  digestion 
with  amylase.   The  number  of  globules  varied 
greatly  between  cells.   Globule-containing  cells 
had  no  particular  lobular  localization  in  the 
liver  biopsy  specimens,  although  they  tended  to 
cluster  around  portal  areas  and  hepatic  veins  in 
autopsy  specimens.   Autopsy  specimens  have  more 
globule-containing  cells.   Hi stochemical ly ,  the 


globules  had  a  non-lipid,  glycoprotein  composition. 
Application  of  f 1 uoroscein-conjugated  antiserum 
for  human  a) -ant i t ryps in  to  liver  specimens  re- 
vealed positively  staining  structures  that 
corresponded  in  size,  shape  and  cellular  structure 
localization  to  the  globules. 


8758      GREEN  JAUNDICE.   A  STUDY  OF  SERUM 

BILIVERDIN,  MESOBILIVERDIN  AND  OTHER 
GREEN  PIGMENTS.   (E.)   Greenberg,  A.  J.,  I. 
Bossenmaier  and  S.  Schwartz  (Univ.  Hosps., 
Minneapolis,  Minn.).  Am.    J.    Diq.    Dis.    16(10): 
873-880,  1971. 

Three  patients  with  deep  jaundice  secondary  to 
poorly  supervised  chloramphenicol  treatment  as 
well  as  chronic  alcoholism,  biliary  atresia,  and 
ineffective  erythropoies i s ,  resp.  ,  are  described, 
A  serum  biliverdin  concentration  of  3  mg%,  found 
in  the  first  patient,  may  be  the  highest  value 
ever  recorded.   Despite  the  fact  that  bilirubin 
concentration  was  10-20  times  greater  than  that 
of  biliverdin,  the  green  color  of  biliverdin  pre- 
dominated.  Spectral  analysis  of  the  diluted 
serum  revealed  maximum  absorption  at  653  milli- 
microns (mp)  with  an  absorption  shoulder  at  653 
my  and  a  bilirubin  type  absorption  maximum  at 
about  450  mp.   A  mixture  of  biliverdin,  meso- 
biliverdin  and  related  pigments  appeared  to 
contribute  to  the  green  color  observed. 


8759      HEMODYNAMICS  OF  EXPERIMENTAL  PORTACAVAL 

TRANSPOSITION.   A  PROMISING  PROCEDURE 
FOR  DECOMPRESSION  OF  PORTAL  HYPERTENSION.   (E.) 
Kreuzer,  W.  and  W.  G.  Schenk,  Jr.  (State  U.  New 
York  Dept.  Surg.,  Buffalo).  Arch.    Sura.    103(5): 
585-589,  1971. 

Studies  were  performed  on  dogs  for  12  weeks 
following  portacaval  transposition.   Cardiac 
outflow  was  not  affected,  while  total  hepatic 
blood  flow  was  increased  271,  but  this  was  of 
borderline  significance.   Portal  inflow  through 
the  caval  source  was  increased  significantly  by 
501,  while  hepatic  artery  flow  was  decreased 
significantly  by  321.   Systemic  arterial  pressure 
remained  normal.   Pressure  in  the  hepatic  venous 
inflow  tract  was  decreased  below  that  seen  in 
the  portal  vein  in  controls  and  was  almost  that 
of  the  control  cava.   There  was  a  slight  but 
consistent  decrease  in  total  serum  proteins,  and 
this  was  seen  to  be  essentially  uniform  for  all 
fractions  by  protein  electrophoresis.   There 
were  consistent  elevations  of  serum  glutamic- 
pyruvic  transaminase,  with  no  alterations  of  the 
serum  bilirubin  or  alkaline  phosphatase,  or  in 
BSP  retention  values.   Grossly  the  liver  appeared 
to  be  moderately  enlarged  showing  soft  contours 
and  edges.   The  spleen  appeared  quite  small,  and 
the  kidneys  unremarkable.   Liver  specimens  ob- 
tained at  2  and  \k   days  after  transposition 
appeared  normal.   At  6  weeks  there  was  minimal 
fatty  change -of  hepatocytes.   This  was  more  pro- 
nounced at  12  weeks,  with  more  frequent 
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transformation  of  the  hepatocytes  to  a  cloudy 
bat loon-1 ike  cell.   There  was  slight  splenic 
atrophy  and  no  alteration  of  renal  histology. 

8760      A  CHILD  WITH  LACTACIDEMIA  AND  FRUCTOSE 
DIPHOSPHATASE  DEFICIENCY  IN  THE  LIVER. 
(E.)   HUlsmann,  W.  C.  (Sch.  Med.,  Rotterdam, 
Netherlands)  and  J.  Fernandes.  Pediatr.    Res. 
5(10:633-637,  1971. 

A  female  infant  with  a  probable  hereditary  pro- 
gressive liver  disorder  and  muscular  hypotonia, 
associated  with  a  persistent  severe  lactacidemia 
was  studied.   The  elevated  levels  of  lactate  during 
fasting  observed  initially,  further  increased  in 
oral  glucose,  galactose  and  fructose  tests  and 
the  reactive  fall  of  glucose  at  the  end  of  the 
glucose  test  was  enhanced.   Insulin  levels  were 
normal.   Oral  casein  after  a  fast  further  in- 
creased lactate  levels,  but  the  glucose  level 
gradually  declined  to  hypoglycemic  values.   Glyco- 
lysis was  intact,  but  an  impairment  of  gluconeo- 
genesis  probably  existed.   Enzyme  assays  of  liver 
tissue  revealed  that  fructose-1 ,6-di phosphatase 
was  clearly  deficient.   Clinical  symptoms  were 
feeding  difficulties  with  progressive  wasting, 
moderate  hepatomegaly,  and  muscular  hypotonia; 
death  occurred  at  6  months. 


8761      HEMODYNAMIC  ALTERATIONS  CAUSED  DURING 

ORTHOTOPIC  LIVER  TRANSPLANTATION  IN 
HUMANS.   (E.)   Pappas,  G.  (U.  Colorado  Sch.  Med., 
Denver),  W.  M.  Palmer,  G.  L.  Martineau,  I.  Penn, 
C.  G.  Halgrimson,  C.  G.  Groth  and  T.  E.  Starzl . 
Surgery   70 (6) :872-875 ,  1971. 

Hemodynamic  measurements  were  performed  on  6 
patients  during  orthotopic  liver  transplantations. 
Alterations  became  apparent  before  any  of  the 
vessels  were  clamped,  while  the  host  liver  was 
being  mobilized.   During  the  anhepatic  phase 
(with  clamping  of  the  portal  vein  and  inferior 
vena  cava),  the  cardiac  index,  stroke  volume 
index,  and  mean  arterial  pressure  fell  '♦3,39  and 
181.  resp.   Simultaneously,  the  peripheral  vascular 
resistance  rose  by  1\%,    but  the  pulse  rate'rose 
only  U%.      Following  revascularization  of  the  new 
liver  and  during  the  immediate  postoperative 
period,  hemodynamic  alterations  reverted  toward 
pretransplantation  levels.   Central  venous  pressure 
did  not  change  significantly  during  the  operation. 
Although  these  changes  did  occur  during  trans- 
plantation, careful  monitoring  and  appropriate 
therapy  may  prevent  any  permanent  harmful  effects. 


8762      ARTERIOVENOUS  FISTULA  IN  THE  PORTAL 

CIRCULATION.   (E.)   Van  Way ,  C.  W. ,  I  I  I 
(Vanderbilt  U.  Med.  Ctr.,  Nashville,  Tenn.), 
J.  M.  Crane,  D.  H.  Riddell  and  J.  H.  Foster. 
Surgery   70(6) :876-890,  1971. 

Four  cases  of  portal  arteriovenous  fistulas  are 
presented,  and  57  cases  previously  reported  in 


the  English  literature  are  reviewed  in  order  to 
delineate  characteristics  of  the  lesions.   Fifty- 
two  of  the  61  patients  had  an  abdominal  bruit, 
and  16  presented  with  either  hematemesis  or 
ascites.   In  the  diagnostic  evaluation,  angiography 
was  of  great  value  in  defining  the  lesion;  how- 
ever, simple  auscultation  of  the  abdomen  was  the 
most  effective  means  of  detection.  The  most 
common  etiologies  were  rupture  of  a  pre-existing 
aneurysm  of  the  hepatic  or  splenic  artery,  penetrat- 
ing trauma  (gunshot  wound),  and  those  appearing 
as  postoperative  complications.   When  possible, 
treatment  should  entail  excision;  however,  when 
the  vessels  cannot  be  sacrificed,  reconstruction, 
or  as  a  last  resort,  ligation  of  the  vessels 
should  be  carried  out.   Portal  hypertension  may 
still  exist  after  surgical  intervention,  and  the 
leading  cause  of  postoperative  death  was  variceal 
bleeding.   The  possible  complications  of  this 
lesion  indicate  the  necessity  of  surgical  inter- 
vention when  the  presence  of  a  portal  arteriovenous 
fistula  is  demonstrated. 


8763      CEREBRAL  EDEMA:   A  MAJOR  COMPLICATION 

OF  MASSIVE  HEPATIC  NECROSIS.   (E.) 
Ware,  A.  J.,  A.  N.  D'Agostino  and  B.  Combes  (U. 
Texas  Southwestern  Med.  Sch.,  Dallas).  Gastro- 
enterology  6l(6):877-88it,  1971. 

The  records  of  32  patients  who  died  of  massive 
hepatic  necrosis  and  who  underwent  complete 
autopsies  were  reviewed  to  determine  the  incidence 
of  cerebral  edema  in  these  patients.   Cerebral 
edema  was  described  in  16  of  the  32  patients 
whose  brains  were  examined  at  autopsy.   This  was 
manifested  by  flattening  of  the  gyri  with  partial 
obliteration  of  the  sulci,  compression  and 
narrowing  of  the  lateral  ventricles,  and  poor 
differentiation  of  white  and  gray  matter  on  sec- 
tion.  Patients  with  cerebral  edema  were  signifi- 
cantly younger  than  those  without  this  change, 
the  mean  age  being  21  yr  for  those  with  cerebral 
edema  and  hi   yr  for  those  without.   Twelve  of_ 
the  16  patients  with  cerebral  edema  remained  in 
stage  IV  coma  for  more  than  2k   hr  prior  to  death 
(9  for  more  than  '(8  hr)  ,  compared  with  just  3  of 
the  16  patients  without  cerebral  edema.  Terminal 
azotemia  was  less  common  in  those  with  cerebral 
edema  {h   with  and  10  without  cerebral  edema),  as 
was  the  likelihood  of  acidosis.   No  significant 
difference  between  the  2  groups  was  found  with 
respect  to  sex  distribution,  the  cause  of  hepatic 
necrosis,  the  presence  of  acute  hemorrhage, 
infection,  hypotension,  hypoglycemia,  anemia  or 
the  height  of  the  serum  bilirubin  level.  There 
was  no  correlation  between  the  form  of  therapy 
and  the  occurrence  of  cerebral  edema. 


8764      EFFECT  OF  THE  PARTIAL  CONSTRICTION  OF 

PORTAL  VEIN  ON  RENAL  HYPERTENSION  IN  THE 
THE  RAT.   (E.)   Sonkodi,  S.  (Szeged  U.  Med.  Sch., 
Hungary),  L.  Perenyi  and  0.  T.  Zolt^n.  Angiologioa 
8(2):77-82,  1971. 
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Albino  rats  were  split  into  k   groups;  groups  1 
and  2,  with  clips  placed  on  the  left  renal  artery 
and  right  kidney  removed,  had  their  portal  veins 
constricted  1  week  prior  to  and  10  weeks  following 
the  above-mentioned  intervention,  rasp.   Rats  in 
groups  3  and  k   differed  only  in  that  their  right 
kidney  was  untouched.   In  groups  1  and  3,  control 
levels  of  hypertension  induced  (176.6  mm  Hg ,  163 
mm  Hg,  resp.)  were  reduced  (l^tS  mm  Hg,  129  mm  Hg) 
at  the  twentieth  week.   In  those  groups  (2  and  h) 
where  the  portal  vein  constriction  was  performed 
in  the  tenth  week  after  hypertensive  surgery, 
there  was  no  change  in  the  average  blood  pressure 
just  after  the  portal  vein  constriction;  however, 
2-3  weeks  after  the  operation,  the  blood  pressure 
began  gradually  to  decrease  in  both  groups.   Thus 
partial  constriction  of  the  portal  vein  has  a 
protective  effect  on  the  development  of  renal 
hypertension  or  decreases  the  developed  hyper- 
tension, resp. 


8765      DIAGNOSIS  OF  LIVER  FUNCTION  WITH 

COLLOIDAL  li3m|,jD|UM.   (Ger.)   Franke, 
W.-G.  (Carl  Gustav  Carus  Med.  Acad.,  Dresden, 
Germany),  B.  A.  Johanssen  and  K.  Hennig.   Z. 
Gesamte  Inn.   Med.    26(20) : 629-634 ,  1971. 

Among  normal  subjects,  the  time  required  for 
elimination  of  501  of  the  radioactivity  from  the 
peripheral  circulation,  following  i.v.  injection 
of  a  gelatin-stabilized,  phosphate-buffered,  neutral 
colloid  of  131m|ndium  (200-750  yc,  by  way  of  a 
cubital  vein)  ranged  from  1.2-1.5  min.,  correlating 
directly  with  the  uptake  of  the  agent  by  the 
liver,  as  confirmed  by  simultaneous  scintigraphic 
studies.   Among  an  unspecified,  small  number  of 
patients  with  hepatic  carcinoma,  liver  metastases, 
or  cirrhosis  of  the  liver,  this  50%-el imi nat ion 
time  was  significantly  prolonged;  among  an  un- 
specified number  with  osteomyelofibrosis,  it  was 
significantly  shortened;  among  an  unspecified 
number  with  polycythemia  vera,  it  was  either 
accelerated  or  prolonged,  being  outside  normal 
limits  in  all  instances.   In  all  of  the  patients 
studied,  total  liver  uptake  was  decreased,  as 
compared  to  controls,  while  uptake  by  the  spleen 
was  correspondingly  increased.   It  is  concluded 
that  the  method  is  a  reliable  indicator  of  al- 
tered functioning  of  the  reticuloendothelial 
system  in  the  1 i ver. 


8766      PERCUTANEOUS  TRANSHEPATIC  CHOLANGIOGRAPHY. 

(E.)   Ozdemir,  A.  I.  (West  Virginia  U. 
Med.  Ctr.,  Morgantown)  and  J.  R.  Lancaster. 
Avah.    Surg.    I  03  (6)  :68'4-687 ,  1971. 

Percutaneous  transhepatic  cholangiography  was 
diagnostic  in  13  of  17  patients.   Case  histories 
revealed  that  a  normal  common  bile  duct  demon- 
strated by  percutaneous  transhepatic  cholangiography 
and  chronic  hepatitis  shown  by  liver  biopsy 
saved  the  patient  from  unnecessary  surgery. 
Common  bile  duct  stones  and  strictures  were 
identified  and  localized  preoperat i vely ,  thereby 


saving  time  at  the  operating  table.   Carcinomas 
of  the  gallbladder  and  common  bile  duct  were  also 
diagnosed  with  the  use  of  percutaneous  trans- 
hepatic cholangiography.   Bile  leakage,  a  major 
complication  of  the  procedure,  was  avoided  by  use 
of  the  Longdwel  needle  and  aspirating  bile  and 
contrast  medium  from  the  biliary  tract  at  the 
end  of  the  procedure  with  saline  irrigation. 
Temporary  decompression  allows  the  puncture  site 
to  seal  off  before  the  intraductal  pressure  rises 
again.   The  use  of  the  Teflon  catheter  instead 
of  a  needle  reduces  the  chance  of  internal 
hemorrhage  and  injury  to  the  liver. 


8767      THE  PROBLEM  OF  DONORS  IN  TRANSPLANTING 

HUMAN  LIVERS.   (Ger.)   Lie,  T.  S. 
(Univ.  Surg.  Clin.,  Bonn-Venusberg ,  Germany). 
Bruns  Beitr.    Klin.    Chir.    21 8 (8) :679-686  ,  1971. 
(26  references) 

A  review  of  the  problems  involved  in  human  liver 
transplants  includes  a  report  of  3  cases  in  which 
death  after  205,  7  and  7  days  was  due  to  delayed 
rejection,  hepatic  ischemia  complicated  by 
respiratory  failure,  and  thrombosis  of  the 
hepatic  artery  complicated  by  renal  failure, 
resp. 


8768  LEIOMYOSARCOMA  OF  INFERIOR  VENA  CAVA 
PRODUCING  BUDD-CHIARI  SYNDROME.   (E.) 

Cardell,  B.  S.  (King's  Coll.  Hosp.,  London), 
D.  A.  F.  McGill  and  R.  Williams.  J.  Pathol. 
1  Oil  (4):  283-286,  1971. 

A  66-yr-old  male  presented  with  a  month's  history 
of  epigastric  pain  and  edema  of  the  legs.   The 
liver  was  enlarged  and  at  laparotomy,  biopsy 
revealed  hepatic  venous  occlusion  with  gross 
centri lobular  congestion  and  cellular  damage. 
A  liver  scintiscan  showed  uptake  of  a  radioactive 
colloid  marker  in  the  central  area  of  the  li,ver 
only,  just  below  the  xi ph i sternum.   Reflux  of 
contrast  medium  occurred  into  the  inferior  vena 
cava  and  this  outlined  a  large  lobulated  filling 
defect,  which  encroached  upon  the  inferior  aspect 
of  the  right  atrium.   Liver  function  deteriorated, 
with  a  rise  in  serum  bilirubin  from  3.4  to 
19.7  mg%,  and  the  patient  died  1  month  after 
first  admission.   At  necropsy  the  inferior  vena 
cava  was  blocked  and  distended  by  a  bosselated 
avoid  tumor  that  measured  13x7x7  cm.   The 
lower  and  larger  portion  lay  within  the  wall  of 
the  vein  with  a  small  area  of  invasion  of  the 
adventitia.   There  was  another  intraluminal 
extension  of  the  upper  part  of  the  tumor  for  1 
cm  into  the  left  hepatic  vein.   The  chief  ill 
effects  of  these  tumors  result  from  obstruction 
of  the  inferior  vena  cava  and  its  branches 
either  directly  by  tumor  or  more  often  by  super- 
Imposed  thrombosis. 

8769  THE  FUNCTIONAL  STATE  OF  THE  LIVER  IN 
LEPTOSPIROSIS.   (Rus.)   Pupkevich 

Diamant,  I.  S.  Klin.    Med.     (Mask.)    49 (6) : 1  I  4-1 20, 
1971. 
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8770      THE  STATE  OF  THE  LIVER  IN  PATIENTS  WITH 

DIABETES  MELLITUS  ACCORDING  TO  DATA  OF 
SCANNING  AND  PUNCH  BIOPSY).   (Rus.)   Spesivtseva, 
V.  G.,  V.  I.  Zaichikova,  M.  P.  Rubin  and  V.  V. 
Prokhorov.  Klin.   Med.    (Mask.)    ^tS  (6) :  109-1 1  4, 
1971. 


8771      MANIFEST  AND  LATENT  FORMS  OF  ACUTE 

INTERMITTENT  HEPATIC  PORPHYRIA.   (Rus.) 
Idelson,  L.  I.  and  G.  P.  Koroteeva.  Klin.    Med. 
(Mask.)   49(6): 96-1 01,  1971. 


8780      NEONATAL  HEPATITIS  IN  PREMATURE  INFANTS 

SIMULATING  HEREDITARY  TYROSINOSIS. 
(E.)   Yu,  J.  S.  (U.  Sydney  Dept.  Child  Health, 
Australia),  J.  A.  Walker  Smith  and  E.  D.  Burnard. 
Arch.   Die.    Child.    '*6  (2^7) :  306-309,  1971. 


8781      URINARY  EXCRETION  OF  FREE  AND  CONJUGATED 

GLUCURONIC  ACID  IN  JAUNDICED  NEWBORN. 
(E.)   Gotlieb,  A.  (Tel  Aviv  U.  Med.  Sch.),  I.  Nir 
and  J.  Pesach.  Acta  Faediatr.    Saand.    60 Ct): 
'♦37-'t'»0,  1971. 


8772  ISOLATED  NODULAR  TUBERCULOSIS  OF  THE 
LIVER.   CASE  REPORT.   (it.)   Lucioni, 

F.  (L.  Galmarini  Gen.  Hosp.,  Tradate,  Italy)  and 
N.  Grizzetti.  Gazz.    Int.   Med.    Chir.    76(13): 
827-832,  1971. 

8773  DIAGNOSIS  OF  EXTRAHEPATIC  JAUNDICE  IN 
HODGKIN'S  DISEASE.   (E.)   McNulty, 

J.  G.  (St.  Thomas's  Hosp.,  London).  Br.    Med.    J. 
3(5778) :26-27,  1971. 


8782      EXPERIENCE  IN  PARTIAL  HEPATECTOMY. 

(E.)   Kamel,  R.  (Ain  Shams  U.,  Sch, 
Med.,  Cairo,  Egypt)  and  M.  Hidayet.  Ain  Shams 
Med.   J.    22(3):317-330,  1971. 


8783 


ANT  I  HEPATIC  ANTIBODIES  IN  LIVER  CIRRHOSIS 
AND  CHRONIC  HEPATITIS  IN  CHILDREN. 

(Rus.)   Zyabkina,  A.  G.,  L.  V.  Chistova,  T.  V. 

Fokina  and  K.  M.  Markov.  Pediatriia   (Mask.) 

50(5):')5-'*7,  1971. 
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Japan)  , 
(Kyoto) 


8775 


STUDIES  ON  MYOINOSITOL.   VII.   REMOVAL 
OF  DEPOSITED  FATS  FROM  DIETARY  FATTY 
(E.)   Nishigaki,  I.  (U.  Nagoya  Sch.  Med., 
S.  H.  Hasan  and  A.  Kotaki .  J.    Vitaminol. 
17(2):n2-ll6,  1971. 


CHRONIC  MARIHUANA  USAGE  AND  LIVER 
FUNCTION.   (E.)   Hochman,  J.  S.  (UCLA 

Sch.  Med.,  Los  Angeles,  Calif.)  and  N.  Q.  Brill. 

Lancet   2 (7728) : 818-819,  1971. 


8776  CLASSIFICATION  OF  SUPPURATIVE  DISEASES 
OF  THE  LIVER.   (Rus.)   Babaev,  0.  G. 

and  0.  B.  Milonov.  Khirurgiia   (Mask.)   ^47  (7): 
58-60,  1971. 

8777  ARTERIOGRAPHIC  DIAGNOSIS  OF' PRIMARY 
MALIGNANCIES  OF  THE  LIVER.   (Ger.) 

Bucheler,  E.  (U.  Bonn  Radiol.  Clin.,  Germany),  E. 
Raschke,  L.  Beltz  and  P.  Thurn.  Fortsohr.    Geb. 
Roentgenstr.    Nuklearmed.    1 1 5  (2) : 163-179,  1971- 


878'*      LIVER  ABSCESSES  IN  CHILDREN.   (Rus.) 

Shapkina,  A.  P.  Pediatriia    (Mosk.) 
50(i»):90-93,  1971. 

8785      FUNCTIONAL  CONDITION  OF  THE  LIVER  AND 

PANCREAS  IN  NEPHRITIS  OF  CHILDREN. 
(Rus.)   Raba,  T.  A.  Pediatriia    (Mosk.)    SOC*): 
26-30,  1971. 


8786      ALTERATIONS  IN  SPECIFIC  TRANSFER 

RIBONUCLEIC  ACIDS  IN  A  SPECTRUM  OF 
HEPATOMAS.   (E.)   Srinivasan,  D.  (Francis  Delafield 
Hosp.,  New  York,  N.  Y.),  P.  R.  Srinivasan  and  D. 
Grunberger.  Biochemistry    10(11 ):  1966-1973,  1971. 


8787      DECREASED  ACTIVITIES  OF  ENZYMES 

ASSOCIATED  WITH  SIALIC  ACID  SYNTHESIS 
IN  LIVERS  OF  DIABETIC  RATS.   (E.)   Maley,  F.  (New 
York  State  Dept.  Health,  Albany),  R.  Ghambeer 
and  R.  R.  Delgiacco.  Biochem.    J.    12'*  (3) :66l -663, 
1971. 


8778      THE  RELATIVE  STORAGE  CAPACITY  OF  LIVER 

CELLS  FOR  BROMSULFOPHTHALEIN  (COMPARISON 
OF  THE  INFUSION  AND  CLEARANCE  METHOD).   (Cz.) 
Mikulecky,  M.  (U.  Komenskeho  Med.  Sch.,  Bratislava, 
Czechoslovakia).  Bratisl.    Lek.    Listy   56(3): 
327-3't5,  1971. 


8779      CEREBROSPINAL  FLUID  GLUTAMINE  AS  A 
MEASURE  OF  HEPATIC  ENCEPHALOPATHY. 
(E.)   Hourani,  B.  T.  (U.  Southern  California  Sch. 
Med.,  Los  Angeles),  E.  M.  Hamlin  and  T.  B.  Reynolds. 
Arch.    Intern.   Med.    127 (6) : IO33-IO36,  1971- 


8788      WILSON'S  DISEASE.   (E.)   Wilkins,  R.  H. 
(Duke  U.  Med.  Ctr.,  Durham,  N.  C.)  and 
I.  A.  Brody.  Arch.    Neurol.    25 (2) : 1 79-1 86 ,  1971. 


8789      SEPTICEMIA  WITH  PASTEURELLA  PSEUDO- 
TUBERCULOSIS AND  LIVER  DISEASE.   (E.) 
Marlon,  A.  (Stanford  U.  Sch.  Med..  Calif.)  and 
T.  C.  Merigan.  Arch.    Intern. 
1971. 


Med.    127(5)  :9'*7-9'(9, 
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VARIATION  OF  SERUM  IMMUNOGLOBULIN  LEVEL 
DUE  TO  LIVER  DISEASE  IN  CHRONIC 
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LYMPHOCYTIC  LEUKEMIA.  (Fr.)  Najman,  A.  (Saint 
Antoine  Hosp. ,  Paris),  A.  Gerbal  and  C.  Ropars. 
Nouv.   Rev.    Ft.    Hematol.    1 1  (3) :365-371 ,  1971. 


8791      ANATOMICAL  AND  FUNCTIONAL  CHANGES  IN 

THE  LIVER  IN  THE  COURSE  OF  SEVERE 
INFECTIONS  BY  GRAM  NEGATIVE  MICROORGANISMS  IN  THE 
NEWBORN  AND  IN  THE  INFANT.   (it.)   Cislaghi, 
G.  U.  (U.  Milan  Inst.  Pediatr.,  Italy)  and  M. 
Bardare.  Minerva  Pediatr.    23(1 1 ) :457-460,  1971. 


OXALOACETIC  AND  PYRUVIC  TRANSAMINASE,  AND  ALKALINE 
PHOSPHATASE  IN  LIVER.   (E.)   Damle,  S.  R.  (Tata 
Mem.  Hosp.,  Bombay,  India),  R.  V.  Talavdekar  and 
T.  B.  Panse.  Indian  J.    Cancer   8(l):21-29,  1971. 


8801      GLYCOSAMINOGLYCANS  AND  ELECTROKI NETI C 

BEHAVIOR  OF  RAT  ASCITES  HEPATOMA  CELLS. 
(E.)   Kojima,  K.  (Nagoya  U.  Sch.  Sci.,  Japan) 
and  T.  Yamagata.  Exp.    Cell  Res .    (>7  {\)  •.'\h2-\ki> , 
1971. 


8792      THE  EFFECT  OF  A  NEW  CHOLESTYRAMINE  ON 

CHOLEMIA  AND  PRURITUS  OF  PATIENTS  WITH 
HEPATIC  DISEASE.   (Fr.)   Ross,  A.  (Roy.  Free 
Hosp.,  London)  and  S.  Sherlock.  Med.    Hug.    (Geneve) 
29(9A8):135-136,  1971. 


8802      FRUCTOSE  IN  THE  TREATMENT  OF  CHRONIC 

LIVER  DISEASES.   (Cz.)   Marecek,  Z. 
(Charles  U.  1st  Clin.  Intern.  Med.,  Prague)  and 
M.  Brodanova.  Farmakoter.    Zpravy    1  7  (1 )  r'iS-'tg, 
1971. 


8793      HEPATOMEGALY  FOR  17  YEARS  IN  A  65-YEAR- 
OLD  WHITE  MAN.   (E.)   Smith,  C.  (George 
Washington  U.  Sch.  Med.,  Washington,  D.  C). 
Med.  Ann.   DC   '(0(6)  :380-383 ,  1971. 


8803      HAEMATOLOGICAL  ASPECTS  OF  ALCOHOL  ABUSE. 

(E.)  Goudsmit,  R.  (Binnen  Hosp., 
Amsterdam,  Netherlands).  Folia  Med.  Neerl. 
1  it  (2): '(9-52,  1971. 


879A      TRANSUMBILICAL  PORTOGRAPHY  OF  THE  LIVER. 

(Sp.)  Vilar  Sonet,  J.  Med.    Clin. 
(Bare.)   56(^4)  :563-565,  1971. 


8804      THE  LIVER  AND  ARTHRITIS.   (E.)   Schaller, 

J.  (U.  Washington  Sch.  Med.,  Seattle). 
J.   Pediatr.    79(1 ):  1 39-1'*!  ,  1971. 


8795 
France) , 

8796 


DIGESTIVE  TRACT  LOCALIZATION  OF  SARCOIDOSIS. 
(Fr.)   Bel,  A.  (Red  Cross  Hosp.,  Lyon, 
Lyon  Med.    225 (10)  :955-958,  1971. 


EMERGENCY  SURGERY  FOR  MASSIVE  HEMORRHAGES 
FROM  PORTAL  HYPERTENSION.   PLACE  OF 
IMMEDIATE  PORTACAVAL  ANASTOMOSIS  (REPORT  OF  10 
CASES).   (Fr.)   Viard,  H.  (Sch.  Med.,  Dijon,  France) 
S.  Briet,  M.  Charra  and  J.  Verret.  Lyon  Chir. 
67(2):102-105,  1971. 


8805      ACUTE  HEPATIC  DYSFUNCTION  IN  JUVENILE 

RHEUMATOID  ARTHRITIS.   (E.)   Kornreich, 
H.  (U.  Southern  California  Sch.  Med.,  Los  Angeles) 
N.  N.  Malouf  and  V.  Hanson.  J.    Pediatr.    79(1): 
27-35,  1971. 


8806      VALUE  OF  POSTERIOR  LIVER  SCANS.   (E.) 

Cowan,  R.  J.  (Wake  Forest  U.  Bowman 
Gray  Sch.  Med.,  Winston  Salem,  N.  C).  J.    Nual. 
Med.    12(8): 576-577,  1971. 


8797      CAVERNOMATOUS  TRANSFORMATION  OF  THE 

•PORTAL  VEIN.   (Fr.)   Fortin,  R.  (Saint 
Sacrement  Hosp.,  Quebec,  Canada).  Laval  Med. 
'♦2(5):511-514,  1971. 


8798      PERFUSION  THROUGH  A  HETEROGENOUS  LIVER 

AS  A  METHOD  OF  TREATING  ACUTE  HEPATIC 
INSUFFICIENCY.   (Rus.)   Petrovski,  B.  V.,  V.  I. 
Shumakov  and  V.  S.  Krilov.  Khirurgiia    (Mask.) 
k7{7)ikO-k7,    1971. 


8799      NEUROCHEMISTRY  OF  HEPATIC  COMA.   (E.] 
Poin,  E.   (Ed.).   Basel,  S.  Karger,' 
1971,  no  pp.   $9.25. 


8800      THE  STUDIES  ON  GLYCOLYTIC  ENZYMES  IN 

RELATION  TO  CANCER.   II.   COMPARATIVE 
STUDY  OF  PHOSPHOHEXOSE  ISOMERASE,  ALDOLASE, 
ISOCITRIC  DEHYDROGENASE,  SERUM  GLUTAMIC 


8807      COMPARISON  OF  THE  ANT  I F I  BR  I NOLYTI C 

EFFECTS  OF  EPSILON  AMINOCAPROIC  ACID 
AND  ENZYME  INHIBITORS  IN  THE  SURGERY  OF  PORTAL 
HYPERTENSION.   (Fr.)   Lande,  M.  (Cochin  Hosp., 
Paris),  C.  Clot  Paimboeuf  and  T.  Dentan.  J. 
Med.   Chir.   Prat.    U2(20-21 ) :8l9-823,  1971. 


UMBILICAL  VEIN  CATHETERIZATION  AND 
LIVER  DISEASE.   (E.)   Rachlin,  L.  (VA 

Hosp.,  Livermore,  Calif.).  J.   Abdom.   Surg. 

13(6):121-123,  1971. 


SUPPURATIVE  PYLEPHLEBITIS  WITH  MULTIPLE 
LIVER  ABSCESSES  SECONDARY  TO  INCARCERATED 

INCISIONAL  ABDOMINAL  HERNIA.  .REPORT  OF  ONE  CASE. 

(E.)   Palacios,  E.  J.  (VA  Hosp.,  Little  Rock, 

Ark.),  H.  J.  White  and  R.  C.  Read.  J.    Ark.    Med. 

Soa.    68(2)  :73-7't,  1971. 
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8810      HEPATOSPLENOMEGALY  WITH  OPISTHOTONUS  IN 
AN  INFANT.   (E.)   Bolande,  R.  P.  (Child. 
Hosp.,  Akron,  Ohio)  and  G.  D.  Timmons.  J.    Pediatr. 
79(1):1'*2-150,  1971. 


Kotlarek  Haus ,  S.  (Med.  Acad.  3rd  Clin.  Intern. 
Dis.,  Wroclaw,  Poland),  E.  Kacperska  and  T. 
Swiderska.  Pol.   Arah.   Med.    Wewnet.    ^tS  (6) : 675-680 , 
1971. 


8811      THREE  CASES  OF  POSSIBLE  GILBERT'S  SYN- 
DROME (POSTHEPATITIC  ICTERUS)  AND  THEIR 
THERAPEUTIC  TREATMENT.   (it.)   Paggini,  L. 
(United  Hosps.,  Livorno,  Italy)  and  G.  Pardelli. 
Gaz2.   Med.    Ital.    130(l )  :3'*-37,  1971. 


8812      MICROLUMINESCENCE,  ULTRASTRUCTURE  AND 

TURNOVER  OF  PORPHYRIN  IN  HEPATIC 
DISEASES.   (Gar.)   Roth,  I.  (MAV  Hosp.,  Budapest), 
S.  Varkonyi  and  L.  Goreczky.   Z.  Gesamte  Inn.   Med. 
26(10):323-327,  1371. 


8813      FUNCTIONAL  TESTS  IN  DIAGNOSI   OF  DIFFUSE 

HEPATIC  LESIONS.   (Rus.)   Chernisheva, 
N  N.,  A.  K.  Mirkhodzhaev  and  T.  F.  Paltseva. 
Sov.   Med.    3'*  (6):  78-81,  1971. 


8817      ACTIVITY  OF  LYSOSOMAL  ENZYMES  OF  THE 

LIVER  IN  ANAPHYLACTIC  REACTIONS.   (Rus.) 
Pokrovksii,  A.  A.  and  I.  N.  Marocco.  Patol. 
Fiziol.   Eksp.    Ter.    15(3)  :2'4-28,  1971. 


8818  CARCINOMA  OF  THE  LIVER.   PRIMARY  OR 
SECONDARY?   (Dut.)   Oomen,  H.  A.  P.  C. 

(Andreas  Hosp.,  Amsterdam,  Netherlands)  and  A. 
Hillebrand.  l^ed.  Tijdsahr.  Geneeskd.  115(29): 
1226-1230,  1971. 

8819  RADIOISOTOPE  STUDY  OF  THE  ABSORPTIVE 
EXCRETORY  FUNCTION  OF  THE  LIVER  DURING 

COMBINED  CHEMOTHERAPY  OF  STOMACH  CANCER.   (Rus.) 
Tabakman,  I.  I.,  I.  G.  Raevski i  and  V.  L.  Kalika. 
Med.   Radiol.    (Mask.)    16(9): 3-8,  1971. 


881'4      COAGULOPATHY  AND  HEMORRHAGIC  DIATHESIS 

IN  CHRONIC  HEPATITIS  AND  LIVER  CIRRHOSIS. 
(Rus.)   Levantovskaia,  0.  M.  and  E.  F.  Kravtsova. 
Sov.   Med.    3't(6):82-85,  1971. 


8820      REPORT  ON  THE  ACTION  OF  SILYMARIN  IN 
LIVER  DISEASES.   (Ger.)   Hammerl ,  H. 
(Wilhelminen  Hosp.,  Vienna),  0.  Pichler  and  M. 
Studlar.  Med.    Klin.    66(36)  :  120^4- 1208,  1971. 


8815      DIAGNOSTIC  POTENTIALITIES  OF  SPLENO- 
PORTOGRAPHY IN  BUDD  CHIARI'S  SYNDROME. 
(Rus.)   Tsatsanidi,  K.  M.  and  S.  L.  Osipov.  Sov. 
Med.    3A (6): 85-89,  1971. 


8816      COMPARISON  OF  THE  FUNCTIONAL  STATE  OF 

THE  LIVER  IN  PATIENTS  POSITIVE  AND 
NEGATIVE  FOR  AUSTRALIA  ANTIGEN.   (Pol.) 


8821      THE  RISK  OF  PERCUTANEOUS  LIVER  BIOPSY. 

(Ger.)   Lindner,  H.  (DRKHosp.,  Hamburg, 
Germany).  Med.    Klin.    66(25)  :92'»-929,  1971. 


8822 

FLOW 
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J.  F 

Med. 


DIGESTIVE  HEMORRHAGE  WITH  PORTAL 
HYPERTENSION  DUE  TO  INCREASED  BLOOD 
IN  THE  LEFT  GASTRIC  ARTERY.   (Fr.)   Lamarque, 

(Saint  Eloi  Clin.,  Montpellier,  France), 
,  Ginestie,  E.  Lopez  and  J.  P.  Senac.  Presse 
79(25):1153-1156,  1971. 


See  also  numbers:   8292,  8327,  8328,  8521,  8651.  8996,  8997 
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8823      NATURAL  HISTORY  OF  ALCOHOLIC  HEPATITIS. 

II.   THE  LONG-TERM  PROGNOSIS.   (E.) 
Alexander,  J.  F.  (Emory  U.  Sch.  Med.,  Atlanta,  Ga . ) 
M.  W.  Lischner  and  J.  T.  Galambos.  Am.    J.    Gastro- 
enterol.   56(6):515-525,  1971. 

Follow-up  information  on  ]6h   of  l69  patients  with 
alcoholic  hepatitis  was  obtained  to  determine  long 
term  prognosis  of  the  disease.  The  overall  5-yr 
survival  after  liver  biopsy  was  56.21,  and  62.7^ 
after  the  onset  of  illness.   The  severity  of 
alcoholic  hepatitis  had  no  effect  on  survival 
after  biopsy  either  when  the  combination  of  mild 
and  moderate  severity  was  compared  with  that  of 
moderate  and  severe,  or  when  mild  was  compared 
with  moderate.   Neither  the  presence  of  alcoholic 
hyaline  nor  the  severity  of  steatosis  had  any 
effect  on  survival,  but  the  presence  of  severe 
fibrosis  decreased  the  survival  rate.   Survival 
rates  were  lowered  in  those  patients  with  ascites, 
but  unchanged  in  patients  with  encephalopathy  or 
elevated  serum  bilirubin.   Survival  rates  of 
patients  who  had  varices,  elevated  wedged  hepatic 
vein  pressure  or  palpable  spleen  were  not  different 
from  those  who  did  not.   Abstinence  from  alcohol, 
either  complete  or  partial,  increased  the  rate  of 
survival . 


882A      CHOLESTATIC  JAUNDICE  CAUSED  BY  ORAL 

OVULATION  INHIBITORS.   (Ger.)   Wiontzek, 
H,  (City  Hosp.,  Geesthacht,  Germany).   Z.  Gastro- 
enterol.   9(6):A6l-'»6'»,  19-71. 

A  29-yr-old  woman  developed  cholestatic  jaundice 
after  k   month's  intake  of  norethisterone  acetate 
+  ethynylestradiol .   Liver  functions  returned  to 
normal  3  months  after  cessation  of  oral  contra- 
ceptive intake.  However,  similar  symptoms  re- 
curred 1  yr  later  when  the  patient  was  4  months 
pregnant. 


8825      ULTRASTRUCTURE  OF  ACUTE  TETRACYCLINE 

INDUCED  LIVER  CHANGE.   (E.)   Kamjanov, 
I.  (U.  Zagreb  Med.  Fac,  Yugoslavia)  and  D. 
Solter.  Experientia  27 {]0): ] 20k-] 20S,    1971. 

The  acute  effects  of  a  single  i.p.  injection  of 
250  mg  tetracycl i ne/kg  body  weight  on  hepatic 
ultrastructure  was  studied  in  female  rats.  After 
30  min,  cytoplasmic  architecture  did  not  change, 
except  for  disappearance  of  glycogen  granules 
and  slight  swelling  of  mitochondria,  which  reached 
a  maximum  at  3  hr  and  decreased  thereafter.  At  3 
hr,  moderate  dilation  of  endoplasmic  reticulum 
and  disappearance  of  ribosomes  from  the  membranes 
became  evident.   Liposomes  and  larger  fat  droplets 
without  limiting  membranes  began  to  accumulate  in 
the  cytoplasm.   All  these  changes  were  more  pro- 
minent in  the  centrilobular  hepatocytes,  this 
difference  becoming  more  evident  by  6  hr.   The 
centrilobular  hepatocytes  exhibited  a  marked 
dilation  and  vesiculation  of  endoplasmic  reticulum 


with  abundant  accumulation  of  fat  droplets.   By 
6  hr  some  of  the  centrilobular  cells  underwent 
necrosis,  with  pyknosis  of  their  nuclei  and 
complete  disorganization  of  the  cytoplasmic 
architecture  and  disruption  of  organelles.   The 
Kupffer  cells  became  prominent,  their  cytoplasm 
was  enlarged  and  filled  with  large  phagosomes 
stuffed  with  cellular  detritus.   At  12  hr  the 
overall  picture  was  basically  unchanged.   At  2't 
hr  all  cells  except  the  few  necrotic  ones  re- 
gained normal  appearance.   Thus,  focal  centrilobular 
necrosis  which  was  sparsely  encountered  represents 
the  only  irreversible  change  induced  by  a  single 
large  dose  of  tetracycline. 


8826      CONTROVERSIES  IN  THE  MANAGEMENT  OF 
LIVER  TRAUMA.   (E.)   Faris,  T.  D., 
F.  G.  Winegarner  and  B.  Eiseman  (Denver  Gen. 
Hosp.,  Colo.).  J.    Trauma   1 1 (l 1 ) :91 5-91 8,  1971. 

The  operative  management  of  57  civilian  cases  of 
liver  injury  and  3k   cases  of  military  combat 
injury  are  reviewed.   The  civilian  cases  were 
divided  j-nto  37  penetrating  injuries  and  20  blunt 
injuries.   The  military  injuries  consisted  of  33 
penetrating  injuries  and  1  blunt  injury.   Early 
laparotomy  is  mandatory  for  severe  injuries  when 
exsanguinat ion  is  a  threat,  or  for  penetrating 
missile  wounds.   Simple  stab  wounds  which  are 
not  bleeding  require  simple  drainage;  hemostasis 
can  be  accomplished  by  suturing.   More  extensive 
lacerations  require  debridement  to  achieve  hemo- 
stasis.  In  blunt  injuries  there  are  often  cardiac 
contusion  and  pulmonary  injuries.   Central  venous 
pressure  and  transthoracic  pulmonary  impedance 
monitoring  and  blood  gas  analysis  is  necessary 
in  these  cases.   Hepatic  lobectomy,  with  adequate 
removal  of  devitalized  tissue,  should  be  avoided 
because  of  the  high  mortality  rate.   Dissection, 
when  a  right  hepatic  lobectomy  is  necessary, 
should  leave  the  middle  hepatic  vein  intact.   The 
use  of  an  internal  shunt  may  save  patients  with 
retrohepatic  vena  cava  or  hepatic  vein  wounds. 
A  tube  cholecystomy  is  advised  for  biliary 
drainage  and  concomitant  intestinal  injuries 
should  be  exteriorized,  not  resected,  and  closed. 
Soft  rubber  drains  should  be  used  to  remove  bile 
only  as  long  as  necessary;  infection  must  be 
avoided.   The  complication  rate  with  minor  wounds 
was  651  with  1001  survival;  with  lobectomy  the 
mortal  i  ty  was  (>kZ. 


8827      TEMPORARY  AUXILIARY  LIFE-SUSTAINING 

LIVER  TRANSPLANTATION  FOLLOWING  ACUTE 
HEPATIC  NECROSIS.   (E.)   Kuster,  G.  G.  R.  (Mayo 
Clin.,  Rochester,  Minn.)  and  J.  E.  Woods.  Surg. 
Forum   22:337-339,  1971. 

Auxiliary  liver  transplantations  were  performed 
on  20  dogs  36  hr  after  the  injection  of  a  lethal 
dose  of  N-ni trosodimethylamine  (NOMA;  30  micro- 
liters/kg  i.v.).   The  NDMA-damaged  livers  and 
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portal  systems  were  left  intact,  so  that  the  graft 
could  be  removed  2-6  weeks  after  transplantation, 
when  the  rejection  process  could  no  longer  be 
controlled.   Immunosuppression  was  achieved  by 
the  administration  of  azathioprine  and  methyl- 
prednisolone.   All  control  animals  receiving  NOMA 
without  subsequent  transplant  died  from  acute 
liver  necrosis  within  6  days,  while  16/20  animals 
receiving  liver  allografts  survived.   Three  dogs 
with  transplants  died  within  2  weeks  after  surgery. 
Rejection  of  the  transplant  occurred  wi th i n  7-20 
days  in  the  remaining  animals  and,  with  only  1^ 
exception,  the  host  liver  had  regenerated  suffi- 
ciently at  that  time  to  sustain  life.   This  proce- 
dure provides  temporary  support  for  the  damaged 
liver,  but  avoids  complications  secondary  to 
rejection  and  immunosuppressive  therapy. 


8828      OBSERVATIONS  ON  LIVER  REGENERATION 

AFTER  RIGHT  HEPATIC  LOBECTOMY.   (E.) 
Blumgart,  L.  H.  (Welsh  Natl.  Sch.  Med   Cardiff), 
K.  g!  Leach  and  S.  J.  Karran.  Gut    1 2  (l 1 )  :922-928, 
1971. 

One  of  5  patients  who  received  right  hepatic 
lobectomy  (removal  of  50°^  of  liver  substance) 
died  10  hr  postoperatively  and  showed  no  macro- 
scopic evidence  of  increase  in  liver  size  or 
weight.   Another  patient  who  came  to  necropsy  10 
days  after  hepatic  lobectomy  had  a  large  liver 
with  good  consistency  and  shape.   The  liver  had 
reached  its  preoperative  weight  (1.7  kg)  within 
10  days.   Rectilinear  liver  scans  carried  out 
from  the  fourth  day  to  the  ninth  month  after 
operation  in  the  3  surviving  patients  demonstrated 
an  early  increase  in  liver  size  during  the  first 
10  days.   Little  if  any  further  increase  in  size 
occurred  during  the  ensuing  months.   The  shape 
of  the  regenerating  livers  was  globular,  the 
liver  enlarging  downwards  and'  to  the  right  to 
fill  the  space  previously  occupied  by  the  right 
lobe.   In  other  patients  the  liver  also  enlarged 
into  the  left  diaphragmatic  space.   The  direction 
in  which  the  liver  remnant  enlarges  appears  to  be 
In  part  dependent  on  pressure  factors. 


died  2  yr  after  diagnosis,  but  was  not  available 
for  further  evaluation  or  autopsy. 


8830      TRAUMATIC  HEMOBILIA:   HON-OPERAT I VE 

MANAGEMENT  WITH  HEALING  DOCUMENTED  BY 
SERIAL  ANGIOGRAPHY.   (E.)   Hendren,  W.  H.  (Massachu- 
setts Gen.  Hosp.,  Boston),  A.  L.  Warshaw,  D  J. 
Fleischli  and  M.  K.  Bartlett.  Ann.    Surg.    17'4(6): 
991-993,  1971. 

A  5-yr-old  boy  had  traumatic  hemobilia  hemorrhage 
Into  the  gastrointestinal  tract  through  the 
biliary  tree  after  trauma  to  the  liver.   Due  to 
a  fall,  the  patient  sustained  abdominal  trauma 
with  laceration  of  the  right  lobe  of  the  liver. 
Later,  melena  followed  by  hematemesis  occurred  _ 
along  with  back  pain,  epigastric  pain  and  jaundice. 
Selective  common  hepatic  angiography  was  performed 
and  a  diagnosis  of  hemobilia  was  made.   It  was    ^ 
elected  to  defer  operation  and  follow  the  patient  s 
course  with  serial  selective  angiograms.  After 
2  months  the  angiograms  demonstrated  that  spon- 
taneous healing  had  taken  place.   The  patient 
was  entirely  well  for  an  additional  2h   months. 
Angiographic  demonstrations  of  liver  lesions  and 
their  healing  provide  a  rational  basis  for 
electing  and  adhering  to  a  nonoperative  approach 
in  cases  of  injury  in  which  there  are  no  episodes 
of  massive  bleeding,  and  the  hemorrhage  is  not- 
life  threatening.   Angiography  is  also  valuable 
in  guiding  the  surgeon  if  exploration  should  be 
requi  red. 

8831  CLINICAL  AND  PATHOHISTOLOGIC  STUDIES 

OF  THE  LIVER  IN  MUMPS.   (Rum.)   Kelemen, 
L   (Inst.  Med.  Pharm.,  Tirgu  Mures,  Rumania),  F, 
Gyergyay  and  R,  I.  Pascu.  Med.    Interna   (Buour.) 
23(6):659-666,  1971. 

8832  TWO  CASES  OF  HEPATITIS  DUE  TO  CONGENITAL 
SYPHILIS  PROVED  BY  BIOPSY.   (Fr.) 

Lepercq,  G.  (Leon  Bernard  Hosp.,  Brevannes, 
France),  R.  Saada  and  R.  Stei nschneider.  Ann. 
Med.   Interne   (Paris)    1 22  (5) : 633-638,  1971. 


8829      INTRAHEPATIC  ARTERIOVENOUS  FISTULAS 

BETWEEN  THE  HEPATIC  ARTERY  AND  PORTAL 
VEIN    (E.)   Foley,  W.  J.  (U.  Michigan  Med.  Ctr., 
Ann  Arbor),  J.  G.  Turcotte,  P.  A.  Hosklns   R.  L 
Brant  and  R.  G.  Ause.  Ann.    Surg.    1 7't  (5)  :8'49-855 , 
1971. 

During  an  8-yr  period,  5  cases  of  i ntrahepatic^ 
hepatic  artery-portal  vein  fistulas  were  seen  in 
a  teaching  hospital.   Two  had  resulted  from  blunt 
trauma;  1,  and  possibly  another,  was  caused  by  a 
needle  biopsy  of  the  liver;  one  probabl y" arose_  _ 
spontaneously  in  a  cirrhotic  liver.   This  condition 
was  unsuspected  in  k   and  was  discovered  only  by 
abdominal  angiography.   Angiography  revealed  3 
of  the  fistulas  to  have  closed  spontaneously.   A 
fourth  was  corrected  surgically  with  debridement 
of  devitalized  liver  tissue.   The  fifth  patient 


8833      THE  EFFECT  OF  PHYSICAL  OVERHEATING  OF 

AN  ANIMAL  ON  OXIDATIVE  PHOSPHORYLATION 
IN  THE  MITOCHONDRIA  OF  THE  LIVER  AND  SKELETAL 
MUSCLES  AT  HIGH  TEMPERATURE  OF  THE  INCUBATION 
MEDIUM  AND  THE  ACTION  OF  2  ,')-DI  N  ITROPHENOL. 
(Rus.)   Kazueva,  T.  V.  Patol.   Fiziol.    'Eksp.    Ter. 
15('»):16-19,  1971. 


883i»      INTRAABDOMINAL  INJURIES  IN  CHILDREN 

DUE  TO  FALLING  FROM  A  BICYCLE.   (Ger.) 
Hupfauer,  W.  (U.  Dusseldorf  Surg.  Clin.,  Germany), 
Paediatr.   Prax.    10(2) : 23 1-232,  1971. 


8835 


RICKETS:   A  COMMON  COMPLICATION  OF 
NEONATAL  HEPATITIS.   (E.)   Yu,  J.  S. 
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(U.  Sidney  Dept.  Child  Health,  Australia),  J.  A. 
Walker  Smith  and  E.  D.  Burnard.  Med.   J.   Aust. 
l(l5):790-792,  1971. 


8836      COMPLICATED  EVOLUTION  OF  A  TRAUMATIC 

RUPTURE  OF  THE  LIVER.   (Rum.)   lonescu, 
A.  (1st  Hosp  Botosani,  Rumania)  and  I.  Buhociu. 
Chirurgia   (Buaur.)    20(5) :  451 -45'4,  1971. 


8837 

Abdom. 

8838 


DRAINAGE  OF  THE  COMMON  BILE  DUCT  IN 
LIVER  INJURIES.   (E.)   Wasowski,  J. 
Surg.    13(6): 118-120,  1971. 


J. 


MASSIVE  BLUNT  INJURY  TO  THE  LIVER. 

RIGHT  HEPATIC  LOBECTOMY  IN  A  CASE  OF 
BILOBAR  INVOLVEMENT.   (E.)   Delaney,  P.  V.  (Mater 
Misericordiae  Hosp.,  Dublin,  Ireland),  W.  P. 
Hederman  and  F.  X.  O'Connell,  J.    Ir.   Med.   Assoa 
6'4(4ll):2A9-250,  1971. 


Inst.  Leg.  Med.,  Hungary),  F.  Kosa,  G.  Jobba  and 
E.  Meszaros.   Z.  Reohtsmed.    d^ih) -.IQI-llh ,    1971. 

8840      A  CASE  OF  JAUNDICE  CAUSED  BY  NITRO- 
FURANTOIN.  (Dut.)   Hannon,  R.  (Acad. 
Hosp.,  Leiden,  Netherlands)  and  B.  Goslings. 
Tijdsahr.    Geneeskd.    27(1 5) : 75 1-756,  1971. 


8841      IRRADIATION  INDUCED  LOCAL  HEPATITIS. 
(Sp.)   Ortiz  Berrocal,  J.  (Puerta  de 
Hiero  Clin.,  Madrid),  J.  Otero  Luna  and  F. 
Arnaiz  Bueno.  Rev.    Clin.    Esp.    121  (5) -451 -456 
1971. 


8842      MORPHOLOGIC  CHANGES  DEVELOPING  IN  THE 

LIVER  OF  THE  SYRIAN  HAMSTER  DURING 
EXPERIMENTALLY  INDUCED  SEPTICEMIC  SHOCK.   (Pol.) 
Cieslelski,  L.  (Med.  Acad  1st  Surg.  Clin.,  Lodz, 
Poland).  Pol.   Pvzegl.    Chir.    43 (6) :851 -857 ,  1971, 


8839      PRESSURE  STABILITY  OF  THE  HUMAN  LIVER 

IN  PARTICULAR  CONSIDERATION  OF  TRAFFIC 
ACCIDENTS.   (Ger.)   Fazekas ,  I.  G.  (U.  Szeged 


8843      HEPATIC  TOXICITY  OF  ANABOLIZING  STEROIDS, 

(It.)   Rozman,  C.  (U.  Barcelona  Sch , 
Med.,  Spain),  A.  Urbano  and  H.  Galera.  Minerva 
Med.    62(5l):2605-26n  ,  1971. 


See  also  numbers:   8079,  8249,  B3II 
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8844      EPIDEMIOLOGY  OF  VIRUS  HEPATITIS.   (Ger.) 

Cervenka,  J.  (Res.  Inst.  Epidemiol. 
Microbiol.,  Bratislava,  Czechoslovakia).  Beitr. 
Hyg.    Epidemiol.      20:1-96,  I971. 

A  discussion  of  the  etiology,  pathology,  patho- 
genesis, epidemiology,  sex  ratio  and  therapy  of 
infectious  hepatitis  and  serum  hepatitis.  No  sex 
relationship  was  evident;  however,  a  definite 
morbidity  cycle  affecting  children  0-14  yr  of  age 
from  September  to  November  was  noted.   Cortico- 
steroids are   prescribed  only  in  special  cases  of 
viral  hepatitis  and  gamma  globulin  is  given  in 
doses  of  0.02-0.05  mg/kg  to  patients  with  serum 
and  infectious  hepatitis.   Venous  gamma  globulin 
was  slightly  more  effective  than  placental  and 
gamma  globulin  and  aminocaproic  acid  was  synergistic 
with  both  agents.   (171  references). 


8845      A  SIMPLE  PROCEDURE  FOR  PREPARATION  OF 

ANTISERUM  TO  HEPATITIS-ASSOCIATED 
ANTIGEN  BY  USE  OF  IMMUNE  TOLERANCE  TO  SERUM  PRO- 
TEINS.  (E.)   Madaliilski,  K.  (State  Inst.  Hygiene, 
Warsaw,  Poland),  K.  Krawczyrlski ,  A.  Sztachelska, 


H.  Swiderska  and  L.  Dobrzynski 
124(5):517-519,  1971. 


J.    Infect.    Dis. 


Guinea  pigs  received  an  intracardiac  injection 
of  0.15  ml  (containing  5  mg  of  protein)  of  a 
sterile  solution  of  the  euglobulin  fraction  of 
human  serum  precipitated  by  ammonium  sulfate 
which  did  not  contain  hepatitis-associated  antigen 
as  tested  by  immunodiffusion  on  agar  gel. 
Simultaneously  they  received  an  i .m.  injection 
of  0.25  ml  of  a  partially  purified  solution  of 
hepatitis-associated  antigen  (1  mg  protein), 
emulsified  with  an  equal  volume  of  complete 
Freund's  adjuvant.   After  6  weeks,  sera  were 
tested  for  the  presence  of  antibodies  to  hepatitis- 
associated  antigen  by  a  complement-fixation  test 
and  for  the  presence  of  antibodies  to  human 
serum  proteins  by  immunodiffusion  in  gel  agar 
and  immunoelectrophoresis.   Monospecific  anti- 
sera  to  hepatitis-associated  antigen  were  pooled 
and  1  aliquot  was  labeled  with  fluorescein 
isothiocyanate  and  tested  on  sections  of  human 
liver  containing  hepatitis-associated  antigen, 
and  normal  liver,  cardiac  muscle,  thyroid,  kidney, 
skin  and  stomach.   The  sera  of  16  of  22  guinea 
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pigs  formed  a  strong  precipitin  line  in  immuno- 
diffusion in  gel  agar  with  serum  containing   _ 
hepatitis-associated  antigen,  showing  a  reaction 
of  identity  with  human  antiserum  to  hepatitis- 
associated  antigen;  antibodies  against  IgG  and 
beta  globulins  were  revealed  by  immunoelect rophores i s 
in  k   of  these  l6  sera.   Of  100  human  sera  (from 
patients  with  acute  and  chronic  viral  hepatitis), 
32  reacted  positively  with  guinea  pig  antibodies 
to  hepatitis-associated  antigen  and  to  reference 
human  antiserum  to  hepatitis-associated  antigen. 
In  1-he  complement  fixation  tests  the  16  guinea 
pig  antisera  had  titers  of  1:**  to  1:64  and  none 
had  any  anticomplementary  activity.   With  labeled 
guinea  pig  antisera  there  was  brilliant  fluorescence 
of  intracellular  deposits  of  hepatitis-associated 
ant i  gen. 

BQhd  VIRAL  HEPATITIS,  TYPE  B  {MS-2  STRAIN). 

PREVENTION  WITH  SPECIFIC  HEPATITIS  D 
IMMUNE  SERUM  GLOBULIN.   (E.)   Krugman ,  S.  (550 
First  Ave.,  New  York,  N.  Y.),  J.  P.  Giles  and  J. 
Hammond.  JMM   21  8(1 1 ):  1665-1670  ,  1971. 

At  a  state  school  where  hepatitis  had  been  endemic 
for  the  prior  22  yr,  28  children  were  divided 
into  k   groups.   The  first  group  consisted  of  II 
susceptible  children  who  received  MS-2  serum 
containing  hepatitis  B  virus;  the  second,  5 
susceptible  children  who  received  MS-2  serum 
followed  '4  hr  later  by  an  inoculation  of  standard 
immune  serum  globulin  at  0.02  ml/pound  body 
weight;  the  third,  10  susceptible  children  who 
received  the  same  dose  of  MS-2  serum  followed  ^J 
hr  later  by  hepatitis  B  immune  serum  globulin  at 
0.02  ml/pound  body  weight;  the  fourth,  2  children 
who  received  the  hepatitis  B  immune  serum  globulin 
followed  2^4  hr  later  by  an  inoculation  of  MS-2 
serum.   All  11  in  the  first  group  had  evidence 
of  infection  with  hepatitis  B  after  a  mean  incuba- 
tion period  of  68  days.  Of  the  10  in  the  third 
group,  6  were  completely  protected  against 
hepatitis,  1  had  a  transient  infection  for  6  days 
followed  by  the  appearance  of  antibody,  and  3 
developed  classical  type  B  hepatitis  after  a  mean 
incubation  period  of  110  days.   In  all  cases  a 
constant  viral  dose  of  0.1  ml  of  a  1:10  dilution 
of  MS-2  serum  was  i'njected. 

88I47      EXCHANGE  TRANSFUSION  TREATMENT  OF 

FULMINATING  CANINE  VIRAL  HEPATITIS: 
THE  ROLE  OF  SPECIFIC  ANTIVIRAL  ANTIBODY.   (E.) 
Morris  T.  Q.  (Columbia  U.  Coll.  Physicians  Surg., 
New  York,  N.  Y.),  D.  J.  Gocke,  V.  Macarol ,  G  F. 
Sardi  and  S.  E.  Bradley.  Gastroenterology     b](b): 
885-892,  1971. 

The  effects  of  exchange  transfusion  with  specific 
antiviral  antibody  in  the  course  of  infectious 
canine  hepatitis  was  studied.   Of  7  dogs  exchanged 
with  antibody-containing  donor  blood,  5  recovered. 
Of  6  dogs  treated  with  a  single  exchange  trans- 
fusion of  donor  blood  free  of  neutralizing  anti- 
body to  the  infectious  canine  hepatitis  virus,  5 


died  with  typical  laboratory  and  histological 
evidence  of  acute  canine  hepatitis.   Three 
susceptible  dogs  were  infected  and  treated  only 
with  a  single  i.v.  dose  of  5  ml  of  hyperimmune 
antiserum  to  canine  hepatitis  (an  amount  calculated 
to  produce  a  serum  antibody  titer  greater  than 
1-500).  All  3  dogs  in  this  group  survived. 
Serial  measurements  of  the  fractional  clearance 
of  BSP  indicated  that  specific  neutralizing 
antibody  was  effective  in  preventing  death  only 
when  administered  early  in  the  course  of  the 
disease,  e.g.,  before  BSP  clearance  was  markedly 
deranged.   Early  antibody  treatment  did  not  pre- 
vent development  of  a  clinically  severe  illness 
characterized  by  lethargy  and  severe  anorexia  as 
well  as  marked  elevations  in  serum  enzymes  and 
changes  in  BSP  clearance. 


88'48 


PECULIAR  COURSE  OF  INFECTIOUS  HEPATITIS. 
(Rus.)   Brodov,  L.  E.  Klin.   Med. 
(Mask.)   'i9(7):139-l'*l,  '971. 


88'»9      ACUTE  DYSTROPHY  OF  THE  LIVER  IN  INFECTIOUS 

HEPATITIS  AGAINST  THE  BACKGROUND  OF 
CHRONIC  LIVER  DISEASE.   (Rus.)   Kasianenko,  P.  I. 
Klin.   Med.    (Mosk.)   49(7) : 137-1 39,  1971. 

8850  ENZYME  DISTURBANCES  IN  ACUTE  INTESTINAL 
INFECTIONS  AND  VIRAL  HEPATITIS.   (Rus.) 

Borisova,  M.  A.  Klin.   Med.    (Mosk.)    49  (6) : 1 20-1 26 , 
1971. 

8851  THE  USE  OF  PERFUSION  THROUGH  HETEROLIVER 

IN  THE  TREATMENT  OF  ACUTE  HEPATIC 
INSUFFICIENCY  IN  SERUM  HEPATITIS.   (Rus.) 
Ketiladze,  E.  S.,  N.  A.  Farber  and  E.  A.  Paktoris. 
Klin.   Med.    (Mosk.)   49(6): 89-95,  1971. 

8852  THE  SEQUELAE  OF  INFECTIOUS  HEPATITIS  AND 
THE  STATE  OF  SOME  FACTORS  OF  NONSPECIFIC 

REACTIVITY  OF  THE  ORGANISM.   (Rus.)   Andreichin, 
M.  A.  Klin.  Med.    (Mosk.)   49(6):31-33,  1971. 

8853  ENCEPHALITIS  INFECTIOSA  VULPIS  (HEPATITIS 
CONTAGIOSA  CAN  IS)  IN  A  BLUEFOX  FARM. 

(Nor.)   Kummeneje,  K.  (Nord  Norge  State  Vet 
Lab.,  Harstad,  Norway).  Nord.    Vet.    Med.    23(7-8). 
352-36O,  1971. 

8854  THE  SIGNIFICANCE  OF  THE  DETERMINATION 
OF  THE  GLUTAMATE  DEHYDROGENASE  IN  VIRUS 

HEPATITIS  IN  CHILDREN.   (it.)   Meroni,  R. 
(Magqiore  Hosp.,  Milan.  '  ^^1/)  ^"f ,  l-;  J^^  '  ano 
Sassi.  Minerva  Pediatr.    23  (1 1 )  ='•94-496  ,  1971. 


8855 


A  STUDY  OF  INFECTIVE  HEPATITIS  WITH 
SPECIAL  REFERENCE  TO  TREATMENT  WITH 
CORTICOSTEROIDS.   (E.)   Khan,  N.  (Civil  Hosp., 
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Karachi,  Pakistan),  N.  A.  Choudhry,  A.  Master  and 
F.  H.  Shiva.  Medians    (Karachi)    '42  (l )  :  1  3-20  ,  1971. 


8856      ACUTE  ALCOHOLIC  HEPATITIS.   (Fr.) 
Cachin,  M.  (Cochin  Hosp.,  Paris). 
Med.    Chir.    Prat.    1A2 (17) : 682-690,  1971. 


8857      THE  HEPATITIS  STORY.   SEARCH  FOR  A 
CAUSE.   (E.)   Behbehani,  A.  M.  (U. 
Kansas  Med.  Ctr.,  Kansas  City).  J.    Kans.   Med. 
Soo.    72(5):227-231  £  236,  1971. 


8860      RESULTS  OF  USE  OF  A  NEW  TECHNIC  FOR 

DETERMINATION  OF  AUSTRALIA  ANTIGEN 
(Au-SH).   (Sp.)   Rigoli,  M.  H.  (Italian  Hosp., 
Buenos  Aires,  Argentina),  E.  Heer  and  G.  Welz. 
Rev.   Asoa.    Med.   Argent.    85(3): 33-52,  1971. 


8861      STUDY  OF  GLYCEMIA  IN  PATIENTS  WITH 

INFECTIOUS  AND  SERUM  HEPATITIS.   (E.) 
Fiorillo,  A.  M.  (Sch.  Med.  Ribeirao  Preto,  Sao 
Paulo,  Brazil)  and  J.  C.  Da  Costa.  Rev.    Bras. 
Pesq.    Med.    Biol.    h{\-l) -.ll-lh ,    1971. 


8858       INFECTIOUS  HEPATITIS  IN  DENTISTS.   (Ser.) 

Zivkovic,  M.  (Stomatol.  Clin.,  Nis, 
Yugoslavia)  and  Z.  Perosevic.  Zohozdravst. 
Vestn.    26(l-3):91-95,  1971. 


8862      HEMATOLOGIC  COMPLICATIONS  IN  VIRUS 

HEPATITIS:   A  FATAL  CASE  OF  PANCYTOPENIA 
WITH  ABNORMAL  KARYOTYPE.   (Fr.)   Albahary,  C. 
(St.  Denis  Cent.  Hosp.,  Paris),  J.  De  Grouchy  and 
C.  Turleau.  Presse  Med.    79 (23) : 1 055" 1058,  1971. 


8859      DIAGNOSTIC  AND  DIFFERENTIAL  DIAGNOSTIC 

SIGNIFICANCE  OF  SERUM  UROCANINASE  IN 
VIRAL  HEPATITIS  AND  OTHER  FORMS  OF  JAUNDICE. 
(Rus.)  Cabarets,  E.  P.  Ter.   Arkh.    't3  (6) :  58-63  , 
1971. 


8863       DETECTION  OF  AUSTRALIA  SH  ANTIGEN  IN 

URINE.   (E.)   Tripatzis,  I.  (Med.  Acad. 
Inst.  Hyg.,  Lubeck,  Germany)  and  II.  G.  Horst. 
Nature    (Land.)    231 (5300) : 266-267,  1971. 


CIRRHOSIS 


8864      CLINICAL  AND  PATHOPHYSIOLOGICAL  VALUE 

OF  HEPATIC  VEIN  CATHETERIZATION  IN 
CIRRHOSIS.   (E.)   Zeilicoff,  R.  (Esmeralda  949, 
Buenos  Aires,  Argentina),  E.  Lopez,  D.  Solari 
and  P.  Cepeda.  Aata  Gastroenterol.    Lat.    Am. 
2(3):129-142,  1970. 

At  a  state  school  where  hepatitis  had  been  endemic 
for  the  past  22  yr,  28  children  were  divided  into 
A  groups.   The  first  group  consisted  of  11  suscep- 
tible children  who  received  MS-2  serum  containing 
hepatitis  B  virus.   All  had  evidence  of  hepatitis 
B  infection  after  a  mean  incubation  period  of  68 
days.   The  second  group  consisted  of  5  susceptible 
children  who  received  MS-2  serum  followed  4  hr 
later  by  an  inoculation  of  standard  immune  serum 
globulin  at  0.02  ml/pound  body  weight.   Only  3 
developed  hepatitis-associated  antigens  after  an 
average  of  48  days,  and  2  of  these  developed 
abnormal  serum  bilirubin  levels.   The  third  group 
consisted  of  10  susceptible  children  who  received 
the  same  dose  of  MS-2  serum  followed  4  hr  later 
by  hepatitis  B  immune  serum  globulin  at  0.02  ml/ 
pound  body  weight.   Six  of  this  group  were  com- 
pletely protected  against  hepatitis,  1  had  a 
transient  infection  lasting  for  6  days,  and  3 
developed  classical  type  B  hepatitis  after  a  mean 


of  110  days.   Group  4  (2  cases)  received  hepatitis 
B  serum  globulin  followed  24  hr  later  by  MS-2 
serum.   There  was  passive-active  immunity,  but 
no  hepatitis  in  1,  and  hepatitis  developed  in  the 
Other  witfi  an  elevated  SGOT  appearing  after  174  days. 

8865      SEBACEOUS  GLAND  SECRETION  IN  CIRRHOSIS. 

(E.)   Greene,  R.  S. ,  P.  E.  Poch i 
(Boston  U.  Sch.  Med.,  Mass.)  and  J.  S.  Strauss. 
Br.    J.    Dermatol.    85  (3) :247-249 ,  1971. 

The  mean  value  of  sebaceous  gland  secretion  in  a 
group  of  10  hospitalized  male  patients  with 
cirrhosis  of  the  liver  was  2.6  mg  Sebum/lO  cm^/B 
hr,  not  significantly  different  from  2.38  mg  ob- 
tained in  85  age-matched  normal  males.   No  correla- 
tion could  be  established  between  lower  levels  of 
sebum  and  presence  or  severity  of  estrogenic 
manifestations  listed.   In  fact,  diminished  hair 
growth,  gynecomastia,  and  testicular  atrophy 
were  more  closely  related  to  higher  sebum  levels. 
No  relationship  could  be  established  between 
amount  of  sebum  and  the  degree  of  liver  impairment 
as  reflected  by  liver  function  tests.   Even  with 
an  increase  in  circulating  estrogens  and  a  de- 
crease in  circulating  androgens  In  patients  with 
cirrhosis,  a  sufficient  level  of  androgen  Is 
maintained  to  effect  a  normal  amount  of  sebum. 
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8866      PROGRESS  IN  LIVER  DISEASE:   PHYSIOLOGICAL 

FACTORS  INVOLVED  IN  THE  CAUSATION  OF 
CIRRHOTIC  ASCITES.   (E.)   White,  M.  H.  (U.  Arizona 
Coll.  Med.,  Tucson),  C.  L.  Witte  and  A.  E.  Dumont. 
Gastroenterology   61  (5)  iT'tZ-ySl  ,  1971. 

A  review  of  the  literature  (78  references).  As 
noted  by  Starling,  intrahepatic  portal  hyper- 
tension is  accompanied  by  a  high  protein  content 
of  ascitic  fluid  and  thoracic  duct  lymph,  while 
extrahepatic  portal  hypertension  is  accompanied 
by  a  low  protein  content  of  these  fluids.  An 
increase  in  flow  of  thoracic  duct  lymph  (more 
than  809  liters/day)  is  characteristic  of  hepatic 
cirrhosis  in  the  presence  or  absence  of  ascites. 
Studies  after  portacaval  shunting  support  the  dual 
origin  of  ascitic  fluid  in  hepatic  cirrhosis. 
Using  calculations  made  from  plasma  albumin  and 
globulin  levels  and  hepatic  and  intestinal  lymph, 
the  splanchnic  tissue  colloid  osmotic  pressure 
was  found  to  be  markedly  reduced  in  patients  with 
cirrhosis,  with  or  without  ascites.  The  derange- 
ment in  effective  plasma  colloid  osmotic  pressure 
in  the  liver  and  extrahepatic  portal  bed  opposes 
the  excessive  splanchnic  lymph  formation. 

8867      A  STUDY  OF  ALBUMIN  SYNTHESIS  AND  SOME 

BIOCHEMICAL  CHANGES  IN  NUTRITIONAL 
CIRRHOSIS  OF  THE  LIVER.   (E.)   Chandrasekharan ,  N. 
(U  Malaya  Fac.  Med.,  Kuala  Lumpur).  Aust.    J. 
Ex^.    Biol.   Med.   Sai.    i(9  C*) :  383-395  ,  1971. 

In  rats  with  dietary  deficiency  and  al cohol -i nduced 
cirrhosis,  albumin  synthesis  was  studied  in  vitro 
and  was  correlated  with  changes  in  serum  proteins, 
liver  proteins  and  nucleic  acids,  hepat i cproteolyt i c 
activity  and  oxygen  consumption.   Cirrhotic  animal 
livers  were  invariably  enlarged  and  weighed 
significantly  more  than  control  livers.   The 
hepatic  synthesis  of  albumin  after  2  hr  of 
incubation  of  liver  slices  was  greater  in  the 
cirrhotic  animals.   The  total  amount  of  albumin 
synthesized  by  the  whole  liver  was  also  greater^ 
in  the  cirrhotic  animals,  mainly  because  of  their   ^ 
larger  livers.   Hepatic  oxygen  uptake  and  proteolytic 
activity  in  cirrhotics  was  significantly  higher 
than  the  controls.   Protein  and  RNA  concentrations 
per  g  liver  were  significantly  lower  in  the 
cirrhotic  animals,  but  higher  in  the  cirrhotic 
group  when  expressed  in  terms  of  body  weight. 
Liver  DNA  per  100  g  body  weight  was  higher,  while 
RNA:DNA  ratios  and  percentage  of  water  was  lower 
in  the  cirrhotic  livers.   Total  serum  protein 
levels  were  reduced  in  the  cirrhotic  animals;  the 
relative  percentage  of  serum  albumin  was  slightly 
lower  in  the  cirrhotic  group.   The  hypoal bum! nemi a 
observed  in  cirrhosis  isunlikely  to  be  due  to 
impaired  albumin  synthesis. 


8869      CHRONIC  ACTIVE  HEPATITIS  WITH  UNUSUAL 

HISTOLOGIC  FEATURES.   REPORT  OF  A  CASE. 
(E.)   Passwell,  J.  (Tel  Hashomer  Govt.  Hosp., 
Israel),  E.  Theodor  and  B.  E.  Cohen. 
79(l):36-'tl,  1971. 


J.   Pediatr. 


8870      FIBROSING  ALVEOLITIS  AND  ACTIVE  CHRONIC 

HEPATITIS  WITHOUT  HYPERGLOBUL INAEMI A. 
(E.)   Huddy,  R.  B.  (Manchester  Roy.  Infirm.   Eng- 
land) and  A.  Ahmed.  Postgrad.   Med.    J.    '»7(548): 
363-36't,  1971. 


8871      CARDIAC  CHANGES  IN  CIRRHOSIS  OF  THE 

LIVER.   (E.)   Ramachandra,  K.  (Madras 
Med.  Coll.,  India)  and  P.  Chandrasekhar  Varma. 
Medisaope   13  (1  D  •■526-529,  1971. 


8872 


SPONTANEOUS  FRUCTOSURIA  IN  PATIENTS 
WITH  LIVER  CIRRHOSIS.   (Rus.)   Alperin, 

P  M.,  E.  N.  Kochina  and  L.  A.  Zherebtsov.  Klin. 

Med.    (Mask.)   '♦9 (6) :  105-109,  1971. 


8873      A  CASE  OF  POSTNECROTIC  LIVER  CIRRHOSIS 

WITH  EOSINOPHILIC  LEUKAEMIA.   (E.) 
Shun  Mok,  Y.  (Woo  Sok  U.  Med.  Coll.  Hosp.,  Seoul, 
Korea)  and  K.  Kwang  Do.  Far  East  Med.   J.    7(3): 
77-79,  1971. 


8868       IMMUNE  PATHOLOGIC  PHENOMENA  IN  CHRONIC 

HEPATITIS.   (Ger.)   Schumacher,  K. 
(Univ.  Med.  Clin.,  Cologne,  Germany).  Mat. 
Nordmark   23  (5-6) : 156-167 ,  1971. 


887'*  ARTERIOVENOUS  FISTULA  OF  THE  LIVEI^  IN 
LIVER  CIRRHOSIS  WITH  CARCINOMA.  (E.) 
Mincev,  M.  (I. P.  Pavlov  Med.  Inst.,  Plovdiv, 
Bulgaria)  and  A.  Baldzijski. 
13(l):60-63,  1971. 


Folia  Med.    (Plovdiv) 


8875      METASTATIC  CARCINOMATOUS  LIVER  CIRRHOSIS. 
(E  )   Amtrup,  F.  (County  Hosp.,  Holbaek, 
Denmark).  Dan.   Med.    Bull.    l8(2)  :'.6-l»8,  1971. 


8876 


Med. 


HAEMAGGLUTINATION  REACTION  IN  INDIAN 
CHILDHOOD  CIRRHOSIS  INDICATING  VIRAL 
AETIOLOGY.   (E.)   Ramakumar,  L.  (Govt.  Med.  Coll., 
Patiala,  India)  and  S.  M.  Gupta.  Arch.    Dis. 
Child.    46(247)090-392,  1971. 

8877  SERUM  HAPTOGLOBIN  OF  CHILDREN  WITH 
HEPATIC  CIRRHOSIS.   (Rus.)   Chistova, 

L  v.,  M.  M.  Alimova  and  0.  V.  Usevolodova. 
p'ediatriia   (Mosk.)   50(5)  :'»7-51 ,  1971. 

8878  HEMOLYTIC  ANEMIAS  OF  CIRRHOTIC  PATIENTS. 
(Sp.)   Bacardi  Noguera,  R.  (Social 

Security  City  Sanit.,  Barcelona,  Spain),  J._ 

Garcia  Jimenez,  J.  Rubies  Prat  and  J.  Guard. a  Masso, 

Med.   Clin.    (Bora.)   56(6) -.783-789,  1971. 

8879  TREATMENT  OF  CIRRHOSIS  OF  THE  LIVER 
AND  ITS  COMPLICATIONS.   (Ger.) 
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Gerlach,  U.  (Westphalian  Wilhelms  U.  Med.  Clin., 
Munster,  Germany).  Urologe    n(3):98-101,  1971. 


Rumania),  L.  Lazar,  0.  Lakatos  and  E.  Balint. 
Morfol.    Norm.    Patol.    16(4) :  337-3/<2 ,  197]. 


8880      NUTRITIONAL  CIRRHOSIS  IN  MAN?   (E.) 

Popper,  H.  and  F.  Schaffner.  N.     'eyiqI. 
Med.    285(10) :577-578,  1971. 


J. 


8882      COMPARATIVE  SURVIVAL  AND  PROGNOSIS  FOR 

TWO  SERIES  OF  HEPATIC  CIRRHOSIS  PATIENTS 
COVERING  THE  YEARS  19't7-1955  AND  1959-1967.   (it.) 
Colucci,  C.  F.  (Cardarelli  Hosp.,  Naples,  Italy), 
F.  P.  De  Luca  and  R.  Esposito.  Minerva  Med. 
62(36):18'(1-1857.  1971. 


8881      APPRAISAL  OF  THE  DEGREE  OF  REVERSIBILITY 

OF  EXPERIMENTAL  CIRRHOTIC  LESIONS  BY 
THE  TRIDIMENSIONAL  RECONSTRUCTION  METHOD.   I. 
(Rum.)   Maros,  T.  (Inst.  Med.  Pharm.,  Tirgu  Mures, 


8883      IMMUNOGLOBULIN,  ANT  I  GAMMA  FACTOR, 

ANT  I  NUCLEUS  AND  ANTI LIVER  ANTIBODY 
LEVELS  IN  152  CASES  OF  LIVER  CIRRHOSIS.   (it.) 
Bianchini,  E.  (Hosp.  Inst.,  Cremona,  Italy)  and 
G.  Zanacchi.  Minerva  Med.    62  (33) : 1 715-1730,  I971. 
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THE  CHOLESTATIC  SYNDROME  -  1971.   (E.) 
Javitt,  N.  B.  (New  York  Hosp.,  N.  Y.j. 
Med.    51(5):637-6itl,  1971. 


Factors  that  determine  bile  flow  should  be  con- 
sidered in  the  evaluation  of  the  pathophysiology 
of  the  cholestatic  syndrome.   Canalicular  bile 
flow  is  directly  related  to  bile  salt  excretion. 
The  variety  of  primary  and  secondary  micelles 
that  can  occur  when  even  relatively  simple  systems 
of  di-  and  trihydroxy  bile  salts  are  used,  makes 
this  an  entity  subject  to  great  variation.   Certain 
drugs  may  exert  their  effect  on  bile  flow  by 
physical  means  rather  than  through  cellular 
metabolism,  Monohydroxy  bile  salts  are  synthesized 
in  the  liver  and  by  the  bacterial  flora  of  the 
intestines.  Variation  here  also  affects  canalicular 
bile  flow.  Other  factors  that  affect  canalicular 
flow  are  Cortisol  and  phenobarbi tal  through  the 
nondependent  fraction  and  alkaline  phosphatase 
and  5'-nucleotidases  by  affecting  membrane  per- 
meability.  Serum  5'-nucleotidase  seems  to  be 
particularly  sensitive  in  detecting  the  cholestatic 
syndrome.   Bile  flow  may  also  be  regulated  through 
the  effects  of  hormones  and  neuroregulators  on 
the  ducts.   Secretin  and  vagal  stimulation  quanti- 
tatively are  most  effective. 


or  almost  only,  type  of  gallstone  in  80-100^  of 
the  animals  within  6  or  7  weeks  by  feeding  them 
a  diet  with  no  polyunsaturated  fatty  acids,  and 
an  easily  absorbable  sugar  as  the  carbohydrate, 
glucose  being  the  most  effective  sugar.   For 
optimum  development  the  hamsters  hould  be  young 
males.   The  female  hamster  develops  gallstones 
high  in  calcium,  phosphate,  and  glyci ne-conjugated 
bile  acids.   Various  dietary  substitutions 
affected  the  production  or  nonproduct ion  of  stones, 
i.e.  with  butter  fat  60^  had  cholesterol  stones, 
and  with  a  high  linoleic  acid  content,  h .dZ   had 
cholesterol  stones.   The  effects  of  bile  acids, 
cholestyramine,  clofibrate,  and  various  hormones 
in  the  prevention  of  stone  production  along  with 
variations  in  diet  that  produce  cholesterol 
gallstones  in  mice,  rabbits,  guinea  pigs,  and 
primates  are  discussed.   The  precipitation  of 
cholesterol  gallstones  requires  either  an  excess 
of  cholesterol,  or  an  excess  due  to  lack  of  bile 
salts,  phospholipids  or  other  components,  and 
can  be  traced  by  the  use  of  radioactive  carbon. 
Studies  on  human  volunteers  have  indicated  that 
a  high  ratio  of  bile  salts  to  1 i pid-sol uble 
phosphorus  is  associated  with  lack  of  stone 
formation.   Various  drugs  and  modifications  in 
diet  may  change  this  ratio. 


8885      DETERMINANTS  OF  CHOLESTEROL  CHOLELITHIASIS 

IN  MAN  AND  ANIMALS.   (E.)   Dam,  H.  (Poly- 
tech,  Inst,,  Copenhagen),  Am.    J.   Med.    51(5)- 
596-613,  1971, 

A  review  with  80  references.   Cholesterol  gall- 
stones can  be  produced  in  hamsters  as  the  only. 


8886      FOREIGN  BODY  ODDITIS.   (E.)   Sferco,  A, 
(Natl,  Inst,  Health,  Haedo,  Argentina), 
D.  Cantor,  M.  Casal  and  E,  Machado,  Acta 
Gastroenterol.    Lat.   Am.    2(l):25-27,  1970, 

A  58-yr-old  woman  with  a  10-yr  history  of  radiating 
epigastric  pain,  unrelieved  by  a  cholecystectomy 
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for  a  single  stone  k   yr  previously,  underwent  a 
laparotomy.   Exploration  of  the  common  duct  with 
a  probe  revealed  a  slight  resistance  to  ^s 
passage,  while  the  flow  measurement  and  residual 
pressur;  were  in  the  upper  limit  of  norma    A 
papillectomy  was  performed  with  an  uneventful 
recovery  and  she  had  no  further  symptoms  for  2  yr. 
Biopsy  revealed  a  cavity  in  the  depth  of  the 
muscle  bundles  of  the  papillae  surrounded  by  an 
inflammatory  granuloma,  with  several  foreign 
bodies  which  could  not  be  identified.   These 
larvae-like  bodies  were  filiform  in  shape  and 
some  were  coiled  or  stretched.   It  is  suggested 
that  these  could  be  the  larvae  of  Stronqlyloi des 
stercoral  is. 


age-group,  duration  of  illness  previous   1  nesses. 
or  actual  demonstration  of  gallstones.   It  is 
suggested  that  some  degree  of  pancreatic  involve- 
ment fn  disorders  of  the  biliary  tract  may  exist. 

RftRq      THE  USE  OF  MEDIUM  CHAIN  TRIGLYCERIDES 
^      IN  THE  MANAGEMENT  OF  BILIARY  ATRESIA. 
(E.)   Cohen,  M.  1.  (Montefiore  Hosp.,  Bronx 
N  Y.)  and  L.  M.  Gartner.  J.    Pedvatr.    79U). 
379-38'*,  1971. 

8890      CARCINOSARCOMA  OF  THE  GALLBLADDER.   (E.) 
Mehrotra,  T.  N.  (Med.  Coll.,  Allahabad, 
India),  S.  C.  Gupta  and  Y.  P.  Naithani.  J. 
Pathol.    10M2):1'»5-1'»8,  1971. 


8887      STATISTICAL  ANALYSIS  OF  GALLBLADDER 

SURGERY  AND  INDICATIONS  FOR  SAME. 
(Ger.)   Horntrich.  J.  (Reg.  ^osp.,  Cottbus, 
Germany)  and  H.  Keuntje.  Zentralhl.    Ch^r.    96(39). 
13'*5-1358,  1971. 

A  Dunch-card,  retrospective  analysis  of  ]k23 
Jatients  und;rgoing  surgery  for  gallstones  between 
1966-1969  showed  a  male:female  ratio  of  l.^*,  with 
prevalence  peaking  between  30-60  Y^ars  of  age 
?he  mortality  rate  was  1.12".  with   °  l^f^'^'^^ 
due  to  pulmonary  embolism  and  6  of  6  due  to 
peritonitis.   Only  32. ^^"^  of  the  Pat'ents  came  o 
^nraerv  because  of  an  emergency  situation.   Mu  tipie 
rtines'in  a  gallbladder  still  capable  of  functioning 
were  found  in  57°^,  single  stones  m  17.5/o.   In 
80°^  the  comnxDn  bile  duct  was  unaffected,  in  Ib^, 
the  duct  showed  stones  or  papillary  stenosis 
Postoperative  compl i cat  ions  were  ^^^^  ' "  ^^r j^'  .^.^ 
including  123  cases  of  local,  surgical  compl  cations 
Ind  98  of  such  secondary  complications  (mostly  m 
elderly  patients)  as  pneumonia,  thrombosis  pul- 

monary'embolism,  cardiac  '-^^^---^^^"Vn  c  -' 
Included  is  a  review  and  discussion  of  the  indica 
tions  and  contraindications  for  this  kind  of 
surgery. 

REPEATED  DETERMINATIONS  OF  SERUM  ALPHA- 
AMYLASE  AND  LIPASE  ACTIVITY  IN  PATIENTS 
UNDERGOING  SURGERY  FOR  DISORDERS  OF  THE  BILIARY 
TRACT    (Ger  )   SchrSder,  H.  (Friedrich  Sch  ller 
;  Surg  Cn   ,  Jena,  Germany),  K.  Winnefeld   K 
Moritz';nd  D.  Beuthner.  Zentralbt.    C^r.    96(^.2): 
\kU\-\khl,    1971. 

Preoperative  serum  a-amylase  and/or  serum  lipase 
activity  was  increased  beyond  normal  values   n 
all  of  52  patients  undergoing  surgery  for  gall- 
s  ones  and  related  disorders  in  the  absence  of 
anv  sign  of  pancreatitis.   The  median  value  for 
Hoase  was  increased  to  a  considerably  greater 
ZZ     and  correlative  studies  with  activators 
a^rfnhibitors  confirmed  that  the  -crease  was  of 
oancreatic  origin.   In  all  cases,  a  transitory, 
further  ncrease  on  the  first  postoperative  day 
wa  fo  lowe  by  rapid  normalization.   No  significant 
correU  ion  was  found  between  the  phenomenon  and 


8891  ACUTE  CHOLECYSTITIS  IN  ELDERLY  AND 
SENILE  PATIENTS.   (Rus.)   Antonenkov,_ 

G  M   M  P.  Beliaevand  I.  1.  ludin.  Kh^vurg^^a 
(Mask.)   kUD-JO-l^,   1971. 

8892  LOCALIZED  TYPE  OF  GALLBLADDER  ADENO- 
^       MYOMATOSIS.   (Ser.)   Sabolic,  A.  (Med. 

Sch.,  Zagreb,  Yugoslavia),  D-  Bubanj  and  B^ 
Ivanisevic.  Liceon.    Vsesn.    93(l)-35  44,  ly/i. 

8893  NONSURGICAL  REMOVAL  OF  RETAINED  BILIARY 
^^      CALCULI.   (E.)   Magarey,  C-   •  (joY; 

United  Hosp.,  Bath,  England).  Lancet   1  (770B} . 
10'4l»-10'+6,  1971. 

8891,      ACUTE  DUODENAL  OBSTRUCTION  BY  CALCULI 

^       (BOUVERET'S  SYNDROME).   F^;| .  W^^^^I. . 

A..  P.  Fichou  and  D.  Duthoit.  Lille   Ch^r.    26(2). 

91-96,  1971. 


8895 


CHANGES  IN  THE  BLOOD  SERUM  CHOL INESTERASE 
AamTY  IN  PATIENTS  W|THCHOLECYSTm^^ 
(Rus.)   Podilchak.  M.  D.  Xlin.  J^tr..  5l(5):66-68, 

1971. 


8896      PRIMARY  SCLEROSING  CHOLANGITIS   A  CASE 

REPORT.   (E.)   Limwongse,  K.  ^Siriraj 
Hosp..  Bangkok,  Thai  land)  and  W.  Kosakarn.  J. 
Med.   Assoc.    Thai.    S** (5)  : 368-371  ,  l^/i- 

88Q7      CHOLEDOCHODUODENOSTOMIES  AND  SPHINCTERO- 
^  ^^      TOMIES  IN  CASES  OF  PAP  I LLOSTENOS I S . 
(E.)   Gyula,  S.  (U.  Debrecen  Med.  Sch    e  recen, 
Hungary).  J.    Abdom.    Surg.    13(5):95-98,  1971. 

Rftq8      SPONTANEOUS  INTERNAL  BILIARY  FISTULAS. 

^       ANATOMIC  AND  CLINICAL  CONSIDERATIONS. 
(It.)   Nuzzo,  G.  (Sacred  Heart  U.  Inst.  Spec 

Surg  Pathol.,  Rome),  F.  Ceriati  and  G-  Ardito. 

Zll:  int.   Med.    Chir.    76(9) : 565-59'*,  1971. 
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8899      EVALUATION  OF  TREATMENT  OF  ACUTE 
CHOLECYSTITIS.   (Sp.)   Anonymous. 
Med.    '43('*)  :105-106,  1971. 


Dia 


8900      RADIOLOGIC  VISUALIZATION  OF  THE  GALL- 
BLADDER WITH  A  NEW  CONTRAST  MEDIUM 
(B  8560).   (Ger.)   Rohmann,  H.  W.  (St.  Rochus 
Hosp.,  Castrop  Rauxel ,  Germany).  Med.    Welt 
22(33-3^):1297-1298,  1971. 


8910      TREATMENT  OF  BILIARY  TRACT  DISEASES 
WITH  FELVITAN  (ANETHOLE  TRITHIONE). 
(Pol.)   Gonciarz,  Z.  (Med.  Acad  3rd.  Intern. 
Dis.  Clin.,  Katowice,  Poland).  Pol.    Tug.    Lek. 
26(28):108it-1086,  1971. 


8911      SURGICAL  TREATMENT  OF  CHOLECYSTITIS. 

(Rus.)   Korolev,  B.  A.  and  V.  A. 
Gagushin.  Khirurgiia    (Mask.)    't7 (5) :67-7l  ,  1971 


8901      THE  EFFECTS  OF  TRUNCAL  VAGOTOMY  ON  THE 

GALLBLADDER.   (Por.)   Milton  Da  Silveira, 
G.  (Fed.  U.  Sch.  Med.,  Baia,  Brazil),  Med. 
Univers.    (Lisboa)    14 (3) : 161-164,  1971. 


8912      CHOLECYSTOSTOMY  IN  GERIATRIC  SURGERY. 

(E.)   Chaitin,  H.  (Whitestone  Gen. 
Hosp.,  New  York,  N.  Y.).  Geriatrios   26(8):57-60 
1971. 


8902      JAUNDICE  AND  ABDOMINAL  PAIN  IN  A  65- 
YEAR-OLD  WHITE  WOMAN.   (E.)   Smith,  C. 
(George  Washington  U .'  Sch.  Med.,  Washington,  D.C.). 
Med.    Ann.    Z)C  40  (5)  :  320-323,  I97I. 


8913      ORAL  CHOLECYSTOGRAPHY  AND  INTRAVENOUS 
CHOLANGIOGRAPHY.   (E.)   Nikolaidis,  D. 
(Gen.  Hosp.,  Augusta,  Maine).  J.    Maine  Med.    Assoc. 
62(8):182-185,  1971. 


8903      CHOLEDOCHAL  CYSTS:   EXPERIENCE  WITH 

RADICAL  EXCISION.   (E.)   Jones,  P.  G. 
(Roy.  Child.  Hosp.,  Melbourne,  Australia),  E.  D. 
Smith,  A,  M.  Clarke  and  M.  Kent.  J.    Pediatr. 
Surg.    (3{1,    Pt.  1):1  12-120,  1971. 


BgU      A  CASE  OF  PRIMARY  GALLBLADDER  SARCOMA. 
(Jap.)   Tateda,  A.  (Sendai  Natl.  Hosp. 
Miyagi,  Japan),  M.  Yoshizumi,  K.  Hi  rata  and  H. 
Ohara.  12^0  25  (3)  :  1  95-1  98 ,  1 971 . 


8904      CHOLECYSTADENOMA  AND  THE  USE  OF 

CHOLECYSTOKININ.   (E.)   Frenkel ,  L.  D. 
(New  York  Hosp.,  N.  Y.),  N.  B.  Javitt  and  C.  K. 
McSherry.  J.   Pediatr.    79(2) :468-470,  1971. 


8915      EVALUATION  OF  ROENTGENOLOGICAL  METHODS 

OF  INVESTIGATION  OF  PATIENTS  WITH 
CHOLECYSTITIS  IN  A  SURGICAL  CLINIC.  (Rus.) 
Kravchuk,  A.  N.  Klin.    Khir.    5l(6):39-42,  I97I. 


8905      DRAINAGE  OF  THE  COMMON  BILE  DUCT  IN 
OBSTRUCTIVE  JAUNDICE.   (Rus.)   Ogii, 
P.  E.  and  V.  P.  Zakharov.  Khirurgiia    (Mosk. ) 
47(5):94-97,  1971. 


8916      ACUTE  AND  CHRONIC  CHOLECYSTITIS:   CLINICAL 

FEATURES,  DIFFERENTIAL  DIAGNOSIS  AND 
TREATMENT.   (Ger.)   Bohle,  E.  (Univ.  1st  Med. 
Clin.,  Frankfurt/M,  Germany)  and  W.  Siede.  Chir. 
Praxis   15  (2) :245-254 ,  1971. 


8906      DIAGNOSIS  AND  TREATMENT  OF  COMBINED 

DISEASES  OF  THE  BILE  DUCTS  AND  KIDNEYS. 
(Rus.)   Roman,  L.  I.  and  E.  L.  Khavin.  Khirurqiia 
(Mosk.)   47(5):88-93,  1971. 


8907      DIAGNOSIS  AND  SURGICAL  TREATMENT  OF 

CANCER  OF  THE  GALLBLADDER.   (Rus.) 
Kochiashvi 1 i ,  V.  I.  Khirurgiia    (Mosk.)    47(5)- 
80-84,  1971. 


COMBINED  OPERATIONS  ON  THE  BILE  DUCTS 
AND  STOMACH.   (Rus.)   Milonov,  0.  B.  , 

E.  N.  Vantsian,  A.  A.  Movchun  and  A.  F.  Chernousov. 

Khirurgiia   (Mosk.)   47 (5): 75-80,  1971. 


8909      CANCER  OF  EXTRAHEPATIC  BILE  DUCTS. 

(Rus.)   Mamamtavrishvi 1 i ,  D.  G. 
Khirurgiia    (Mosk.)    47(5): 72-74,  1971. 


8917      THE  BEHAVIOR  OF  THE  SERUM  ELECTROLYTES 
SODIUM  AND  POTASSIUM  IN  CHOLELITHIASIS 
PATIENTS  WITH  REFERENCE  TO  PATHOLOGIC  CHANGES  IN 
THE  LIVER.   (Ger.)   Schmauss,  A.  K.  (Friedrichsha i n 
Hosp.,  Berlin),  D.  Gerloff  and  F.  W.  F.  Foley. 
Z.  Gesamte  Inn.   Med.    26(10) : 327-33 1  ,  1971. 


8918      METASTATIC  MALIGNANT  MELANOMA  OF  THE 

GALLBLADDER.   (Dan.)   Bertheussen,  K.  J. 
(Cent.  Hosp.,  Naestved,  Denmark)  and  A.  Hansen, 
Ugeskr.    Laeger   1 33  (24)  :  1 1 65-I I66 ,  1971. 


8919      REPAIR  OF  COMMON  BILE  DUCT  INJURY. 
(E.)   Thorbjarnarson,  B.  (New  York 
Hosp.-Cornel 1  U.  Med.  Ctr. ,  N.  Y.).  Surg. 
Gyneaol.    Ogstet.    1 33  (2) :293-296 ,  1971. 


8920     VOLVULUS  OF  THE  GALLBLADDER.   (Cz.) 
Skala,  J.  (Charles  U.  Sch.  Hygiene, 
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GALLBLADDER  AND  BILIARY  TRACT  DISEASES 


Prague)  and  V. 
1971. 


Korcak.  Rozhl.    Chir.    50  (6)  :  302-30'* ,    8926 


THE  ABNORMAL  LIPOPROTEIN  OF  CHOLESTASIS. 
(E.)   Havel,  R.  J.  N.    Engl.    J.    Med. 
285(10) :578-579,  1971. 


8921 

CHILD, 

Hosp. , 

P.  L.  Gubern. 

1971. 


CHOLECYSTECTOMY  FOR  ACUTE  DISTENTION 
OF  THE  GALLBLADDER  IN  A  FIVE-YEAR-OLD 
(Sp.)   Gubern  Salisachs,  L.  (Mataro 
Barcelona,  Spain),  J.  Ricoder  Clayell  and 


Rev.   Esp.'pediatr.    27  (158) :215-2lB, 


8922      LESS  FREQUENT  COMPLICATIONS  OF 

CHOLELITHIASIS.   (Pol.)   Czarneckr ,  B. 
(J.  Brudzinski  Hosp.,  Lodz,  Pol a^^) ,  M.  Kryni cki 
and  L.  Niedzialek.  Pol.    Tyg.    Lek.    26  (24)  :91 3-91 ^ 
1971. 


8923 


HEMOBILIA  OF  NOEPLASTIC  ORIGIN.   (Pol.) 
Przedpelski,  S.  (Reg.  Hosp.,  Plock, 

Poland)  and  J.  Szaroszyk.  Pol.    Przegl.    Chir. 

'13(5):  769-771,  1971. 


892'*      PERFORMANCE  OF  A  BYPASS  ANASTOMOSIS  IN 

OBSTRUCTION  OF  THE  COMMON  BILE  DUCT. 
(Pol  )   Tobik,  S.  (Med.  Acad.  2nd  Surg.  Clin., 
Katowice,  Poland),  A.  Dyaczynska  and  J.  Warchala. 
Pol.   Przegl.   Chir.    '.3(6) :  825-827 ,  1971. 

8925      A  CASE  OF  ADENOMA  OF  THE  GALLBLADDER. 

(Fr.)  Davy,  A.  (Charles  Nicolle  Hosp. 
Rouen,  France)  and  J.  Lefort.  Quest  Med.  2'4(10) 
1101-110'*,  1971. 


8927      THE  CONCEPTS  OF  DYSKINESIA  AND  DISEASES 

OF  THE  EXTRAHEPATIC  BILIARY  PASSAGES. 
(Sp.)   Moya,  M.  (Gen.  Hosp.,  Cordoba,  Spain). 
Mediaamenta   (Madr.)    29 CtSS) : 187-190,  1971. 


8928  DIAGNOSIS  OF  THE  CYSTIC  STUMP  SYNDROME. 
(Ger.)   Zehender,  K.  (St.  Marien  Hosp., 

Lunen,  Germany)  and  E.  Goetsch.  Med.    Welt   22(22): 
923-926,  1971. 

8929  GASTROINTESTINAL  HEMORRHAGES  IN  PEDIATRIC 
PRACTICE.   (Rus.)   Boyarintsev,  V.  A., 

N   I   Tegeriak  and  L.  I.  Matovetskaia.  Pediatriia 
(Mask.)   50('4):89-90,  1971. 

8930  DIAGNOSIS  OF  CHRONIC  GALLBLADDER 
DISEASE  AND  THE  PHYS I COCHEMICAL  PROPER- 
TIES OF  BLADDER  BILE.   (Pol.)   Olszanska,  T. 

(Med.  Acad.  1st.  Clin.  Intern.  Dis.,  Lodz,  Poland). 
Pol.   Aroh.   Med.    Wewn.    '»6  (5) :  599-605,  1971. 


8931 


INCREASED  INCIDENCE  OF  CHOLELITHIASIS 
FOLLOWING  GASTRIC  RESECTION?   (Ger.) 
Theisinger,  W.  (Tech.  U.  Surg.  Clin.,  Munich, 
Germany).  Med.    Klin.    66(25) =930-933 ,  1971. 


See  also  number:   0219 
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8932      THE  USE  OF  MEDIUM-CHAIN  TRIGLYCERIDES 

(MCT)  IN  GASTROENTEROLOGY.   (Fr.) 
Demole,  M.  J.  (Canton  Hosp.  ,  Geneva,  Switzerland) 
Presse  Med.    79(40) : 1735H 737.  ]971.   (20  references] 

A  review  of  medium-chain  triglycerides  in  clinical 
practice  includes  report  of  relief  of  post- 
gastrectomy steatorrhea  in  k   patients  during 
postoperative  hospitalization. 


8933      MALIGNANT  DISEASE  IN  DERMATITIS  HERPETI- 
FORMIS.  (E.)   Mansson,  T.  (U.  Lund 
Dept.  Dermatol.,  Sweden).  Aata  Derm.    Venereal. 
(Stoakh.)   51  (5): 379-382,  1971. 

Carcinoma  appeared  in  5  of  9  patients  with 
dermatitis  herpetiformis  during  an  observation 
period  of  3  yr.   All  9  patients  were  sulfone- 
independent  and  had  been  selected  for  gastro- 
intestinal study  because  of  anemia  or  their  need 
of  unduly  large  doses  of  sulfone.   More  or  less 
severe  enteropathy  was  diagnosed  in  7  of  9,  in- 
cluding 3  who  later  developed  cancer.   The're- 
maining  2  patients  were  subjected  to  gastric 
resection  and  both  had  a  malignant  disease.   In 
about  two-thirds  of  all  patients  with  dermatitis 
herpetiformis  the  small  intestine  had  lesions  of 
the  same  type  as  that  seen  in  celiac  disease. 
Enteropathy  in  dermatitis  herpetiformis  or  gastrec- 
tomy may  increase  the  risk  of  malignancy.   Since 
several  aromatic  amino-  and  ni troso-compounds 
have  been  shown  to  produce  atypical  epithelial 
proliferations  and  malignant  growths,  cancer  may 
be  induced  by  d iami nodiphenyl sul fone  or  some  of 
its  metabolites  with  greater  affinity  for  DNA. 

8934      THE  SIGNIFICANCE  OF  LOW  PLATELET 

ADHESIVENESS  IN  MASSIVE  GASTROINTESTINAL 
BLEEDING.   (E.)   Matini,  K.  (U.  Louisville  Sch. 
Med.,  Ky.)  and  M.  Atik.  Surg.    Forum   22:324-326, 

In  12  patients  with  massive  gastrointestinal 
bleeding  following  the  stress  of  trauma  in  7  and 
sepsis  in  5,  the  platelet  adhesiveness  was  markedly 
reduced  to  17  ±  5%,   which  is  significantly  lower 
than  the  mean  of  h\    ±  3%   for  normal  individuals. 
The  platelet  count  was  not  reduced,  except  in  k 
patients  with  sepsis.  All  of  the  patients  con- 
tinued to  bleed,  and  8  died.   In  h   patients  the 
platelet  dysfunction  was  controlled  by  transfusions 
of  fresh  blood  or  platelets.   One  of  these 
patients  died  of  recurrent  sepsis,  while  the 
other  3  survived.   In  another  group  of  8  patients 
with  gastrointestinal  bleeding  following  salicylate 
intake,  there  was  also  a  significant  reduction 
in  the  platelet  adhesiveness  with  a  mean  of  21  ± 
S'^,  without  reduction  in  platelet  count,  except 
in  1  patient  who  received  a  transfusion  of  old 
blood.   Bleeding  stopped  in  all  of  these  patients 
following  transfusion  with  fresh  blood  or  platelets 
In  a  third  group  of  patients  who  bled  from  chronic 


gastroduodenal  ulcers,  there  was  little  or  no 
reduction  of  platelet  adhesiveness,  with  a  mean 
value  of  29  ±  k%.      Bleeding  stopped  either 
spontaneously,  or  following  transfusions  of 
fresh  blood. 


8935      THE  HOURLY  RATE  OF  URINARY  AMYLASE 

EXCRETION,  SERUM  AMYLASE,  AND  SERUM 
LIPASE.   PART  I.   IN  CONTROL  SUBJECTS  AND  PATIENTS 
WITH  RENAL  DISEASE.   (E.)   Waller,  S.  L,  (Cent 
Middlesex  Hosp.,  London)  and  A.  J.  Ralston.  Gut 
12(10:878-883,  1971. 

Subjects  consisted  of  190  controls  (patients 
with  medical  problems  but  no  history  of  renal  or 
gastrointestinal  disease)  and  k3   with  urinary  ■ 
tract  disease  or  elevated  blood  urea  levels.   In 
a  2-hr  urinary  collection  in  controls,  the  mean 
rate  of  excretion  of  amylase  was  18  lU/hr  (range 
of  5-69  lU/hr).   The  mean  serum  amylase  level 
was  \kk    lU/liter  with  a  range  of  38-251  lU/liter. 
The  selected  upper  limit  of  normal  for  the  serum' 
lipase  (at  the  97.5^  level)  was  1.6  U/ml .  The 
hourly  rate  of  urinary  amylase  excretion  did  not 
vary  significantly  with  age,  while  the  mean  values 
for  both  serum  amylase  and  urinary  amylase  excre- 
tion were  significantly  lower  in  women  than  in 
men.   Compared  with  controls,  patients  with 
chronic  renal  disease  had  normal  urinary  amylase 
excretion  rates  in  the  face  of  elevated  serum 
levels  of  amylase  and  lipase. 


8936      PART  II.   PATIENTS  WITH  GASTROINTESTINAL 
AND  PANCREATIC  DISORDERS.   (E.)   Waller, 
S.  L.  (Cent.  Middlesex  Hosp.,  London)  and  A.  J 
Ralston.  Gut   1  2  (l  1 )  :88't-890 ,  I971. 

Subjects  consisted  of  191  patients  with  gastro- 
intestinal disorders  (38  wi th  hepatob i 1 iary 
disease,  32  with  pancreatic  disease,  13  with 
diabetes,  and  110  with  general  gastrointestinal 
disorders),  none  of  whom  had  renal  disease. 
Serum  amylase  and  lipase  and  2-hr  urinary  excre- 
tion of  amylase  were  measured  and  compared  with 
results  previously  reported  in  controls.   In 
those  with  generalized  gastrointestinal  diseases 
(ulcers,  cancer,  bleeding,  inflammatory  conditions, 
1*'o   the  mean  hourly  urinary  amylase  excretion 
(18  lU/hr),  the  mean  serum  amylase  (154  lU/liter) 
and  the  upper  normal  lipase  (2.0  U/ml)  did  not 
differ  significantly  from  controls.   Of  the  38 
with  hepatobiliary  disease,  6  had  urinary  amylase 
excretion  rates  which  exceeded  the  upper  limit 
seen  in  the  gastrointestinal  group  (88  lU/hour). 
In  the  diabetics,  the  only  deviation  from  control 
levels  was  a  transient  iatrogenic  elevation  of 
the  urinary  amylase  excretion  seen  on  initial 
examination  in  2  patients.   Of  the  10  with  chronic 
pancreatitis,  k   had  relapsing  attacks,  while  the 
remaining  6  had  a  urinary  amylase  excretion  rate 
of  less  than  19  lU/hr.   Of  7  with  carcinoma  of 
the  pancreas,  1  had  elevation  of  all  3  parameters. 
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while  a  second  had  elevation  of  serum  amylase 
fn  lipase  in  the  face  of  a  normal  onnary  amylase 
excretion.   Levels  were  elevated  in  8  with  acute 
;rn  rlltitis  and  in  2  women  who  ^eve^opf  feudo- 
rv<;ts  after  an  attack  of  acute  pancreatitis. 
Norm  1   vels  were  seen  in  3  men  with  known  acute 
relapsing  pancreatitis  after  an  episode  of  pain. 


sialography  and  lower  lip  biopsy, 
discussed. 


Treatment  is 


8939 


8937 


THE  ETIOLOGY  OF  lUGUlNAL  HERNIA.   (E.) 
(E  )   Conner,  W.  T.  (U.  Arizona  Coll. 
Med.,  Tucson)  and  E.  E.  Peacock,  Jr.  Surg.    Forum 
22:69-71,  1971. 

Inguinal  hernias  were  not  produced  in  rats  (36) 
i^surgical  enlargement  of  the  inguinal  canal 
alone  by  a  defective  external  ring  alone  or  by 
eUhe   in  combi  nat  i  on  wi  th  lathyrism.   Hernias 
did  occur  in  V20  rats  with  an  interna   ring  en 
laraed  by  a  5-mm  transverse  incision  in  tne 
'::Z^    will,  as  long  as  thewound  persisted^ 
Lathyrism  alone  induced  by  injection  of  S  amino 
propr  onitrile  (0.5  mg/g/day)  or  ingestion  of  a 

lae  of%0  might  be  the  result  of  an  anatomica 
tnternal  ring  defect  that  permits  prolapse  only 
If ter  metabolic  changes  in  the  transversal i s 
fascia. 


RO^R      SJOGREN'S  SYNDROME  -  NEWER  ASPECTS  OF 
^^       RESEARCH,  DIAGNOSIS,  AND  THERAPY.   (E  ) 

M  a   (Natl   Inst.  Dent.  Res.,  Bethesda, 
Cummungs,  N.  A   Natl.  '"^^  Anderson 

Md.),  G.  L.  Schall,  R.  AsorsKy,  ^-  ^- 
and  N.  Talal.  Ann.    Intern.    Med.    75  (6) :937-950, 

1971. 

Siaaren's  syndrome  consists  of  the  classic  triad 
of  sativJry  and  lacrymal  gland  involvement  (sicca 
complex)  and  connective  tissue  disease  commonly 
be7n   rheumatoid  arthri t i s _ (50%  of  patients) 
which  often  precedes  ^hesicca  complex.   An 

interaction  of  genetic,  '"^^^"°  °9'"^  "^^easl 
factors  are  postulated  as  causing  the  disease 
which  resembles,  along  with  lupus   the  gene  :c 
disease  found  in  the  New  Zealand  Black  (NZB) 
moSse.   Abnormal  amounts  of  IgG,  a  specific  IgG 
Te  ng  Antisalivary  Duct  Antibody,  even  greae 
amou'ntsof.gM  and  rheu-to,    -^  /  l^^^twary 
the  basic  immune  defect.   'ne  lacK  o 
Duct  Antibody  in  patients  with  just  the  sicca 
uuct  MHu    y    1  study  23°^  another)  and  the 
"rh  occ  re  c^o  maltgnan't  lymphoprol  i  feration 
high  °"^^^"^       ^^g  overlap  between  malignancy 
rauLirnitrand  postulate  a  P-s J  bje  mechan  i  sn 

;:n:itir"l;;osr:!d'::d-h:rri:g;^r 

Jorri Utton  between  the  clinical  picture,  immuno- 
nuorisc^nce,  salivary  flow  rates,  secretory 


ISOVALERIC  AND  a-METHYLBUTYRI C  ACIDEMIAS 
INDUCED  BY  HYPOGLYCIN  A:   MECHANISM  OF 

JAMAICAN  VOMITING  SICKNESS.   (E.)   Tanal<a ,  K. 

(Massachusetts  Gen.  "osp .,  Boston)   K  J. 

Isselbacher  and  V.  Shih.  So^enoe    175(^*017). 

69-71,  1972. 

After  Sprague-Dawley  rats  were  injected  with 
hvDoalvcin  A,  plasma  concentrations  of  methyl 
enecycloirop^lacetic  acid  increased  to  a  maximum 
(l^!8'mg/100')ll)  within  A. 5  hr  and  then  decreased 
aradually  with  0.6  mg/100  ml  still  detected 
aJter  H'hr.   At  h .5   hr  after  injection .  plasma 
concentrations  of  branched-chai  n  P-jano-c  ac-d 
(isovaleric  and  a-methylbutyr.c  acids)  '"creased 
io-fold  (from  a  control  of  0  05  ^o  5^9 jg/100 
ml),  and  reached  a  maximum  (f*6  5  mg/100  ml) 
zl  hr   This  latter  level  was  1.5  times  the 
highest  level  observed  in  human  isovaleric 
acidemia.  With  mass  spectrophotometry  of 
methylated  JP^;--,^,^  rat"55  '  f't^e  b^anlre^- 
;h^a!r;rn;a:oir:ctdrw:re  iLvalerate  and  .5. 
were  cc-methyl  butyrate ;  in  plasma  samp  es  taken 

of  lysine  histidine,  tyrosine,  glutamic  acid, 
orn  thine  and  citrulline.   In  rats  given  30^ 

°--r'-"r'oni72T8:ho::d'iS;:edliasma 

S^trlti^o^s^ol^L^Il  Hc  and  „-methylbutyric 
acid  (16  and  21  mg/100  m.rp   at  2.^hr.^^^^ 
Large  amounts  of  N  i sova lery i y ■ y     ,   .   .    ^ 
,     •  „  ^f  rat-t;  receiv  nq  hypoglycin  a.   i  l 

in  Jamaican  vomiting  sickness. 

fiql,0      IN  VITRO  INTESTINAL  EXCHANGES  OF  Na+, 
^^        U--^   IN  EXPERIMENTAL  BOVINE 
NEONATAL  ENTERIlts.   (E  )   Whitten  E  H  an 

5:.;Hy:^rt;KJ^iiin:t°^r.%r-%6(io): 

891-902,  1971. 

losses  or  gains  in  Na  °J .^^        ^  segments  of 
mucosal  and  --f  /^^^  °e  elL tr^lyte  concen- 
normal  intestinal  tract,  tne  eiec    '' 
trations  remaining  in  balance  f°  /^^J^^me^t 
used   Segments  taken  from  the  ^'arrheic  caiv 
sh:w;d  muLsal  solution  ^ains  and  sero  1  1   ses^ 
of  16-20  mEq  Na+/liter  and  0.8   1 •  ^^^ 
^hile  01-  exchanges  we-  not  signif  antW   ^^^^ 
different  from  those  that  occurred 
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calf  segments.   Tritiated  water,  which  was  added 
only  to  the  serosal  solution,  moved  to  the  mucosal 
compartments  in  the  diarrheic  calves.   Histologi- 
cally, the  ileal  segments  taken  from  the  diarrheic 
calves  showed  shortening  and  blunting  of  the  villi 
and  a  submucosal  hyperemia  was  evident  in  all 
segments.   There  was  evidence  of  sloughed  epithelium, 
seen  as  plugs  in  many  of  the  crypts,  especially 
in  the  segments  of  proximal  and  distal  ansa  spiralis. 
Thus,  Na+,  K+  and  H2O  transport  into  the  intestinal 
lumen  was  observed  in  diarrheic  calves. 


Sg^te      DIARRHEA  AND  CONSTIPATION  IN  THE  AGED. 

(It.)   Fabris,  F.  (U.  Turin  Dept. 
Gerontol.,  Italy)  and  A.  Robino.  G.    Gerontol. 
19(3):200-219,  1971. 


Sg't?      TELANGIECTASIAS  IN  THE  GASTROINTESTINAL 

TRACT  IN  OSLER'S  DISEASE.   (Ger.) 
Walz,  A.  (City  Hosp.,  Berl i n/Moabi t ,  Germany),  W. 
Pribilla  and  M.  Vogel.  Dtaoh.    Med.    Woahensohr. 
96(31):1275-1278,  1971. 


89^*1      PRINCIPLES  AND  PRACTICE  OF  PARENTERAL 

NUTRITION.   (E.)   Dudrick,  S.  J.  (U. 
Pennsylvania  Sch.  Med.,  Philadelphia)  and  R.  L. 
Ruberg.  Gastroenterology  (>\  (6) -.30] -S]0 ,    1971. 

The  authors  describe  the  rationale  and  technique 
for  the  now  well-established  use  of  parenteral 
hyperalimentation  in  patients  incapable  of  eating 
adequately  or  at  all.   This  mode  of  therapy  is 
based  on  the  provision  of  all  nutrients  available 
in  i.v.  form  concentrated  in  a  fluid  volume  equal 
to  the  patient's  daily  water  requirements  and 
infused  into  a  high  flow,  large  caliber  central 
vein  at  a  constant  rate  over  24  hr  to  permit 
maximum  utilization  and  minimum  renal  excretion. 
By  this  means  the  patient  is  provided  with 
adequate  calories,  water,  nitrogen,  electrolytes 
and  vitamins.   Indications  for  this  approach  are 
any  alimentary  tract  disease,  nonterminal  coma 
and  as  adjunctive  therapy  in  malignant  disease. 
The  composition  of  the  infusion  medium  is  described 
in  detail  for  adults  and  infants  and  precautions 
and  effective  monitoring  are  discussed.   Recent 
advances  include  the  availability  of  crystalline 
amino  acids  instead  of  protein  hydrolysates . 


89't2      THE  STATE  OF  THE  HEMOSTATIC  SYSTEM  IN 
PATIENTS  WITH  ACUTE  DYSENTERY.   (Rus.) 
Zinchenko,  V.  F.  Klin.    Med.    (Mosk. )   A9 (6) : 1 02-105, 


8943  SHIGELLA  ASSOCIATED  DIARRHOEAL  DISEASE 
IN  PRESCHOOL  CHILDREN.  (E.)  Bhat,  P. 
(Christian  Med.  Coll.  Hosp.,  Vellore  Tamil  Nadu* 
India),  R.  M.  Myers  and  M.  Jadhav.  J.  Trop.  Med 
Hyg.   74  (6): 128- 132,  1971. 


SgAS      EPITHELIOMA  OF  THE  DIGESTIVE  TRACT 

ASSOCIATED  WITH  CHRONIC  LYMPHATIC 
LEUKEMIA.   LOCALIZATION  IN  THE  DIGESTIVE  TRACT 
OF  CHRONIC  LYMPHATIC  LEUKEMIA  AND  LYMPH  NODE 
LYMPHOSARCOMA.   REPORT  ON  12  CASES.   (Fr.) 
Bauters,  F. ,  J.  S.  Delmotte  and  M.  Houcke.  Lille 
Med.    l6(3):393-i40ii,  1971. 


8949      SPONTANEOUS  PERFORATION  OF  THE  GASTRO- 
INTESTINAL TRACT  IN  THE  NEWBORN.   (Sp.) 
Sahmkow,  E.  (j.  M.  de  Los  Rios  Hosp.,  Caracas, 
Venezuela)  and  P.  A.  Perera.  Arah.    Venez.    PueHa. 
3Ml):75-84,  1971. 


8950      PUPILLARY  REACTION  IN  CHILDREN  WITH 

RECURRENT  ABDOMINAL  PAIN.   (E.)   Apley, 
J.  (United  Bristol  Hosp.,  England),  D.  R.  Haslam' 
and  C.  Grant  Tulloh.  Arah.    Dis.    Child.    46(247)  • 
337-340,  1971. 


8951      DIAGNOSIS  OF  DISEASES  ASSOCIATED  WITH 

RECURRENT  PAIN  IN  THE  ABDOMEN  IN 
CHILDREN.   (Rus.)   Nikiforova,  N.  I.  Pediatriia 
(Mosk.)   50(5):51-57,  1971. 


8952      ABDOMINAL  ACTINOMYCOSIS.   (Dut.) 

Klasen,  H.  J.  (Acad.  Hosp.,  Groningen, 
Netherlands).  Ned.    Tidsskr.    Geneeskd.    115(29)- 
1212-1218,  1971. 


8953      PLASMA  CHOL INESTERASE  ACTIVITY  IN 

KWASHIORKOR.   (Fr.)   Presles,  J.  M. 
Med.   Trop.    31  (3) :293-309,  1971. 


8944      WINTER  DIARRHOEA  IN  EGYPTIAN  INFANTS 

AND  CHILDREN.   (E.)   Awad,  S.  (Ain 
Shams  U.  Sch.  Med.,  Cairo,  Egypt),  S.  A.  Fattah 
and  Z.  Maged.  J.    Egypt.    Public  Health  Assoo. 
't6(l):l6-32,  1971. 


8954      GASTROINTESTINAL  MANIFESTATIONS  OF 

DIABETES  MELLITUS.   (E.)   Goyal,  R.  K. 
(Yale  U,  Sch.  Med.,  New  Haven,  Conn.)  and  H.  M. 
Spiro.  Med.    Clin.    North  Am.    55(4) : 1031 -1044 
1971. 


8945      METHODS  AND  TECHNIQUES  OF  FEEDING  OF 

AGED  PATIENTS  UNDERGOING  DIGESTIVE 
TRACT  SURGERY.   (It.)   Masera,  N.  (U.  Sestilli 
Inst.  Geriatr.,  Ancona,  Italy)  and  L.  Piazza. 
G.    Gerontol.    19(3) : 166-179,  1971. 


8955      CARCINOID  OF  THE  GASTROINTESTINAL  TRACT. 
.,.       i^&r.)      Wedell,  J.  (u.  Dusseldorf  Surg. 
Clin.,  Germany)  and  D.  Schulte.  Mat.    Med 
Nordmark   23(5-6) : 168-1 74,  1971 
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8956  RELATIONSHIP  OF  SERUM  AND  URINARY 
CATECHOLAMINES  IN  PATIENTS  WITH 

MALIGNANT  NEOPLASMS  OF  THE  DIGESTIVE  TRACT  DURING 
FUNCTIONAL  STRESS.   (Rus.)   Oife,  G.  R.  Klin. 
Khir.    5l{5):69-72,  1971. 

8957  GASTROINTESTINAL  HEMORRHAGE  NOT 
ASSOCIATED  WITH  ULCER.   (Rus.) 

Struchkov,  V.  I.  and  E.  V.  Lutsevich.  Kh^r'UTg^^a 
(Mask.)   '*7(7):33-'»0,  1971. 

8958  THE  TREATMENT  OF  GASTROSCHI S I S.   (E.) 
Savage,  J.  P.  (Child.  Hosp.,  North 

Adelaide,  Australia)  and  R.  B.  Davey.  J.    Pedvatr. 
Surg.    6(2,  Pt.  l):l'*8-152.  1971. 

8959  EMERGENCY  TREATMENT  OF  GASTROINTESTINAL 
BLEEDING.   (Jap.)  t^asunao ,    0 .  ,   Wakayama 

Igaku   (J.    Wakayojva  Med.   Soo.)   22  ( 1 ) : 9"  1 5  ,  1  97 1  . 


8960 


THE  EFFECTS  OF  THE  AUGMENTED  TRIOLEIN 
TEST  AFTER  GASTRECTOMY.   (Jap.) 

Kadomatsu,  T.  (Toho  U.,  Sch.  Med.,  Tokyo). 

Igakkai  Zasshi   (J.   Med.    Soo.    Toho  Umv.)    1 

525-537,  1971. 


Toho 
8(3): 


8961      HUMAN  'YERSINIA  ENTEROCOL IT ICA,  INFEC- 
"        TIONS  IN  1970.   REPORT  OF  62'*  RECENT 
CASES   CLINICAL  AND  EPIDEMIOLOGIC  ASPECTS.   (Fr.) 
Mollaret,  H.  H.  (Pasteur  Inst.,  Paris).  Pathol. 
Biol.    (Paris)    19(3-^:189-205,  1971. 


8962 


PATHOGENICITY  OF  HEMOLYTIC  STRAINS  OF 
E  coli  ISOLATED  FROM  CASES  OF  INFANTILE 

ENTER0C0LITis7~rRum.)   Sabau,  M.  (Inst.  Med 

Pharm.,  Tirgu  Mures,  Rumania),  A  Abraham  and  L. 

Domokos.  Miarobiolog-uaa   (Buaur. )    16(2).U/  \i^, 

1971. 


8963 

Carre  and 
1971. 


Ponka,  J.  L.,  A.  K.  Shaalan  and  P.  C.  Pesaros. 

Henry  Ford  Hosp.   Med.   J.    19(2):75-82,  1971. 

8967      SOME  URGENT  PROBLEMS  OF  CARE  OF  CHRONIC 

PATIENTS  IN  THE  FIELD  OF  GASTROENTEROLOGY. 
(Cz  )   Dub,  0.  (Krajske  Hosp.,  Usti  nad  Labem, 
Czechoslovakia)  and  J.  Bitter.  Cesk.    Gastroenterol. 
Vyz.    25(3):116-125,  1971. 


8968 


F. 


A  CASE  OF  TUBERCULOUS  PERITONITIS. 

(Fr  )   Perron,  J.,  Y.  Chouteau,  J.  L. 

J.  H.  Verge.  Quest  Med.    2MlO) :  1095-1099, 


8961,      MYOSITIS  OSSIFICANS  OF  THE  RECTUS 

MUSCLE  AFTER  ABDOMINAL  SURGERY.   (Fr.) 
Wagenknecht,  L.  V.  Lyon  Chir.    kl  {l) -.111 -11^ , 
1971. 


8965 


EARLY  INVESTIGATION  OF  HAEMATEMESIS  AND 
MELAENA.   (E.)   Walls,  W.  D.  (Chapel 
Allerton  Hosp.,  Leeds.  England)   J.  NGanve 
and  G.  N.  Chandler.  Lanaet   2 (7721 ) :387-390,  ly/l. 


8966      GASTROCOLIC  AND  DUODENOCOLIC  FISTULAS. 
AN  EXPERIMENTAL  STUDY.   (E.X 


"NONTRAUMATIC"  SUBCUTANEOUS  RUPTURE 
OF  THE  ABDOMINAL  WALL.   (Rum.)   Mersei 
Chir^rgia   (Buaur.)   20(5)  :'»55-'»58,  1971. 


8969 


THE  CYTOLOGY  OF  ASCITES.   (Ger.) 
Morawetz,  F.  (Wilhelmine  Hosp.,  Vienna). 
Internist.   Prax.    1 1  (3)  =375-38'* ,  1971. 


8970      GASTROINTESTINAL  HEMORRHAGE  DUE  TO 

MORPHOLOGIC  CHANGES  OF  THE  PORTAL  SYSTEM. 
I   CAVERNOUS  TRANSFORMATION  OF  THE  PORTAL  VEIN, 
li    SPONTANEOUS  SPLENORENAL  ANASTOMOSES.   (Per.) 
Porto  A.  (U.  Coimbra  Sch.  Med.,  Portugal),  M. 
Beia.'A.  Donate  and  M.  L.  Chieira.  J.    Med. 
(Porto)   7Ml't66): 763-772,  1971. 

8971      REPORTED  GASTROINTESTINAL  SYMPTOMS  AND 
^        SIGNS  BEFORE  AND  AFTER  DIETARY  COUNSEL. 
(E  )   Cheraskin,  E.  (U.  Alabama  Med.  Ctr.  , 
Birmingham)  and  W.  M.  Ringsdorf.  J.    Med.    Assoc. 

Ala.    i*l(l):21-26,  1971. 


8972 


EXTENSIVE  IDIOPATHIC  RETROPERITONEAL 
FIBROSIS.   (Fr.)   Perrin,  J.  J.    Med. 
Lyon   52(1210:975-981,  1971. 


8973      THE  RATIONAL  APPROACH  TO  ABDOMINAL 

TRAUMA.   (E.)   Shaftan,  G.  W   (State  U. 
New  York  Downstate  Med.  Ctr.,  Brooklyn).  J. 
Med.   Soo.   NJ   68(8): 653-658,  1971. 

8971,      MALIGNANT  MESOTHELIOMA.   (E.)   Venugopal 

M.  (Mem.  Hosp.,  Charleston,  W.  Va . ) , 
R  L.  Leadbetter,  B.  L.  Caldwell  and  J.  Boggs. 
w'.    Va.'Med.    J.    67  (6) :  If^g-l  52,  1971. 

8975      ZOLLINGER  ELLISON  SYNDROME.   (Dan.) 

Rehfeld,  J.  F.  (Bispebjerg  Hosp., 
Copenhagen)  and  F.  Stadil.  Ugeskr.  Laeger 
133(20) :979-983,  1971. 


8976      SERUM  GASTRIN  DETERMINATIONS  IN  THE 
^^^       DIAGNOSIS  OF  ZOLLINGER  ELLISON  SYNDROME. 
(Dan.)   Stadil,  F.  (Natl.  "osp. -Copenhagen)  and 
J.  F.  Rehfeld.  Ugeskr.    Laeger   133(20) :983  98b, 
1971. 
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8977      STUDY  OF  VISCERAL  DISTURBANCES  (INTES- 
TINAL AND  RENAL)  ACCOMPANYING  CHRONIC 
HEPATITIS  AND  CIRRHOSIS  OF  THE  LIVER.   (Rum.) 
Dancau,  G.,  P.  Prodan  and  C.  Sgavirdea.  Timisoara 
Med.    I6(l):63-7't,  1971. 


Fa  rook  i 


SPONTANEOUS  PERFORATIONS  AND  NONTRAUMATIC 
RUPTURES  OF  ABDOMINAL  ORGANS.   (E.) 
M.  A.  (King  Edward  Med.  Coll.,  Lahore, 


Pakistan).  Pak.   Med.    Forum  6  {}}: -^7  So]    I971 


8978      BACTERIOLOGIC  CLEARANCE  IN  ADULTS  WITH 
ACUTE  DYSENTERY.   (Rus.)   Tarasov  V   I 
Sov.   Med.    3^(6):49-53,  1971. 


8982 

Stockholm) 
1971. 


•ACUTE  ABDOMEN'  IN  CHILDHOOD.  (Sw.) 
Von  Hedenberg,  C.  (Karolinska  Hosp. , 
.  Opusa.    Med.    (Stookh.)    16(4)  :  UO- 145 


8979      SEROTONIN  AND  THE  DIGESTIVE  TRACT. 

(E.)   Thompson,  J.  H.  (UCLA  Sch.  Med., 
Los  Angeles,  Calif.).  Res.    Commun.    Chem.    Pathol. 
Pharmaaol.    2(4-5) :687-78l ,  I971. 


8983      PATHOGENESIS  OF  ESCHERICHIA  COLI 

DIARRHEA.  (E.)  Dupont,  H.  L.  (U. 
Maryland  Sch.  Med.,  Baltimore),  S.  B.  Formal 
R.  8.  Hornick.  N.    Engl.    J.    Med.    285(l):l-9 


and 
1971, 


8980      THE  IMPORTANCE  OF  THE  'SECOND  LOOK'  IN 
THE  SURGERY  OF  ABDOMINAL  CANCER.   (Fr.) 
Molnar,  L.  and  K.  Daubner.  Presse  Med.    79(22)- 
1007-1009,  1971. 


8984      GRAM  NEGATIVE  SYSTEMIC  BACTERAEMIA  IN 

ALIMENTARY  TRACT  SURGERY.   (E.)   Burton, 
R.  C.  (Roy.  Melbourne  Hosp.,  Australia).  Med     J 
Aust.    1  (21):1114-1115,  1971. 


See  also  number:   83IO 
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8985      THE  ANGIOGRAPHIC  DIAGNOSIS  OF  ECHINOCO- 
CCOSIS OF  THE  LIVER  AND  SPLEEN.   (E.) 
Garti,  I.  (Beilinson  Hosp.,  Petach  Tikva,  Israel) 
and  V.  Deutsch.  Clin.    Radiol.    22:466-471,  I971. 

Sixteen  of  22  cases  examined  were  biologically 
active  cysts  and  6  were  inactive.   In  the  active 
expansive  stage,  as  in  all  benign  expanding 
lesions,  the  large  and  medium-sized  hepatic  and 
splenic  arteries  and  the  intrahepatic  portal  vein 
branches  showed  stretching,  elongation  and  dis- 
placement.  In  the  arterial,  capillary  and  porto- 
venous  capillary  phases,  the  cyst  caused  a  filling 
defect.   Concomitantly  a  2-3-mm-wide  dense  halo 
like-staining  appeared  around  the  cysts  both  in 
the  liver  and  the  spleen.   In  the  6  cases  with 
biologically  inactive  cysts,  4  were  completely 
calcif.ied  dead  cysts.   In  2  of  22  cases,  the 
hydatid  ruptured  into  the  biliary  ducts;  one  of 
these  was  also  infected  but  selective  celiac 
angiography  showed  a  regular  halo  sign.   Angio- 
graphy provides  the  surgeon  with  important  informa- 
tion on  the  true  size,  number  and  localization 
of  the  cysts,  the  state  of  the  surrounding 
parenchyma  and  the  course  of  the  blood  vessels  in 
the  area. 


8986 


Hymenolepis  diminuta:   THE  MICROBIAL 
fAuNA,  NUTRITIONAL  GRADIENTS,  AND 


PHYSICOCHEMICAL  CHARACTERISTICS  OF  THE ' SMALL 


INTESTINE  OF  UNINFECTED  AND  PARASITIZED  RATS. 
(E.)   Mettrick,  D.  F.  (U.  Toronto  Dept.  Zool . , 
Ontario,  Canada).  Can.    J.    Physiol.    Pharmaaol'. 
't9(n):972-984,  1971. 


Trichloroacetic  acid-soluble  and  -insoluble 
carbohydrate  declined  steadily  from  duodenum  to 
ileum  in  the  small  intestine  of  uninfected  rats. 
Infection  with  ten  l6-day-old  Hymenolepis  diminuta 
reversed  the  above  gradients,  and  there  was  a 
110^  increase  in  glucose  and  a  54?^  increase  in 
trichloroacetic  acid-soluble  carbohydrate  present 
in  the  luminal  contents.   The  small  intestine  of 
infected  rats  contained  considerably  lesser 
amounts  of  trichloracetic  acid-soluble  and  -in- 
soluble ni  trogen  and  total  lipid,  due  probably 
to  utilization  by  the  worms  of  these  nutrients. 
The  molar  ratios  of  individual  amino  acids  were 
significantly  altered  by  the  presence  of  the 
worms  in  every  region  of  the  intestine.   Intestinal 
pH  of  parasitized  rats  was  lower  than  that  in 
uninfected  rats,  and  the  pH  gradient  showed  an 
inverse  correlation  with  worm  biomass  and  lactic 
acid  distribution.   Small  intestinal  and  colonic 
micro-organisms  were  cut  to  half  in  the  parasitized 
rats,  Escherichia  col i  and  the  coliforms  showing 
the  greatest  decrease  in  number.   Anaerobic 
enteroccocci  and  yeasts  were  absent  in  the 
parasitized  animals  and  anaerobic  streptococci 
and  micrococci  were  restricted  to  the  ileum. 
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8987 


COLON  PERFORATION  IN  AMEBIASIS.   (E.) 
Chen,  W.-J.  (Natl.  Taiwan  U.  Coll. 

Med.,  Taipei),  K.-M.  Chen  and  M.  Lin,  Arah.    Surg. 

103(6) :676-680,  1971. 

Eight  of  130  cases  of  patients  hospitalized  wjth 
amebiasis  were  complicated  by  perforation  of  the 
colon.   Diagnosis  of  such  a  condition  is  difficult 
and  misleading;  the  most  common  diagnoses  were 
peritonitis  of  unknown  origin  and  intestinal 
obstruction.  Clinical  pictures  of  this  complica- 
tion simulate  acute  abdominal  conditions  of 
other  causes  because  of  abdominal  pain,  muscle 
spasm,  and  decreased  intestinal  activity.   Sites 
of  perforation  in  these  cases  were  most  commonly 
seen  at  the  cecum  and  sigmoid.  Three  of  8 
patients  were  younger  than  5  yr,  and  1  was  older 
tha.i  70  yr.  Three  patients  had  liver  abscesses 
of  amebic  origin.  Multiple  perforation  in  amebiasis 
important  in  differentiating  it  from  other  causes 
of  perforation,  was  seen  in  6  of  8  patients. 
Prognosis  in  cases  of  amebiasis,  normally  good, 
is  grave  when  complicated  by  colon  perforation, 
there  being  an  87.5^  mortality  in  this  study. 

8988      THE  EFFECTS  OF  IRON  DEFICIENCY,  PROTEIN 

DEFICIENCY  AND  WORM  INFESTATION  UPON 
D I SACCHARIDASE  ACTIVITY  IN  THE  RAT.   (E.)   Bolin, 
T.  D.  (U.  New  South  Wales  Sch.  Med.,  Sydney, 
Australia),  A.  McKern  and  A,  E.  Davis.  Aust.    NZ 
J.   Med.    l(3):2l8-223,  1971. 

Animals  infected  with  Ni ppostrongyl us  brasiliensis 
had  considerably  depressed  lactase  and  maltase 
activities;  sucrase  was  depressed  to  a  lesser 
extent.   Iron  deficiency  anemia  was  associated 
with  significant  depression  of  jejunal  and  ileal 
lactase  activity,  but  did  not  affect  sucrase  and 
maltase  markedly.  Jejunal  lactase  activity  was 
lower  in  rats  on  a  protein-deficient  diet  than 
in  controls.   Combined  protein  and  iron  deficiency 
had  a  similar  effect  on  lactase  activity  to  that 
seen  with  protein  deficiency  alone,  and  again 
prevented  adaptation  of  intestinal  lactase. 
There  was  no  difference  in  mucosal  protein  con- 
centration (expressed  on  a  wet  weight  basis) 
between  any  of  the  groups.   In  N.  brasiliensis 
infestation,  the  nematode  was  found  in  large 
numbers  in  the  jejunum  and  upper  ileum  and  the 
mucosa  contained  multiple  punctuate  hemorrhagic 
areas.  Microscopic  changes  included:  shortened 
villi  and  infiltration  of  round  cells  in  the 
lamina  propria.   Chantes  occasionally  resembled 
partial  villous  atrophy,  and  most  damage  occurred 
at  the  villous  tips.   Intestinal  lactase  was 
depressed  by  a  number  of  environmental  factors 
and  adaptation  of  lactase  thereby  prevented. 


8990      HYDATID  DISEASE  IN  CHILDREN  IN  SOUTH 

AUSTRALIA.   (E.)   Mclntyre,  A.  (Child. 
Hosp.,  Adelaide,  Australia).  Med.   J.   Aust. 
1(20):106'»-1065,  1971. 


8989      STATE  OF  INTRACAVITY  AND  PARIETAL 

DIGESTION  IN  CHRONIC  CHOLECYSTITIS  AND 
LAMBLIASIS  OF  THE  INTESTINE  IN  CHILDREN.   (Rus.) 
Vorozhtsova,  N.  I.  and  G. 
(Mosk.)   50(5):'»0-'»'»,  1971 


I.  Batanina.  Pediatriia 


RECENT  ADVANCES  IN  THE  THERAPY  OF 
AMOEBIASIS.   (Fr.)   Limbos,  P.  (Inst. 
Med.,  Anvers,  Belgium).  Acta  Gastroenterol. 
Belg.    3't(8-9):6l9-626,  1971. 


8991 
Trop. 


8992  DIAGNOSIS  AND  TREATMENT  OF  DIGESTIVE 
PARASITIC  DISEASES  OF  THE  CHILD  IN 

FRANCE.   (Fr.)   Lagardere,  B.  (Pitie  Salpetriere 
Hosp.,  Paris)  and  M.  Gentilini.  Gaz.    Med.   Fr. 
78(21)  :33'*9-3358,  1971. 

8993  ANATOMICAL  AND  GEOGRAPHICAL  LOCATION 
OF  HUMAN  COENURUS  INFECTION.   (E.) 

Tempi eton,  A.  C.  (Makerere  U.  Dept.  Pathol., 
Kampala,  Uganda).  Trop.    Geogr.   Med.    23(1): 
105-108,  1971. 


899't 


THE  PANCREAS  IN  SCHISTOSOMA  MAjjSONj_ 
INFESTATIONS.   (Por.)   Bettarello,  A. 
(U.  Sao  Paulo  Sch.  Med.,  Brazil)  and  C.  de  Barros 
Mott.  Arq.    Gastroenterol.    (Sao  Paulo)    8(2): 
63-66,  1971. 


HYMENOLEPIS  DIMINUTA:   CIRCADIAN  RHYTHM 
IN  MOVEMENT  AND  BODY  LENGTH  IN  THE  RAT. 
Bailey,  G.  N.  A.  (Univ.  Exeter  Dept.  Biol. 
Sci.,  England).  Exp.   Parasitol.    29(2) :285-291 , 
1971. 


8995 
(E.) 


8996      THE  CYTOPLASMATIC  NUCLEAR  VOLUMETRIC 

RELATIONSHIPS  OF  THE  HEPATOCYTES  IN 
SCHISTOSOMIASIS  MANSONI  (SYMMER'S  FORM)  AND  IN 
MORGAGNI  LAENNEC'S  CIRRHOSIS.   (E.)   Cardoso 
Guimaraes,  R.  and  R.  Pereira  Campos.  Rev. 
Assoc.   Med.   Bras.    17(3):73-76,  1971. 


8997 


ANAPHYLACTIC  SHOCK  IN  MICROTRAUMA  OF 
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O8I169 
QENTILINI,  M 

08992 
GERBAL,  A 

08790 
QERQELY,  M 

08573 
GERLAOH,  U 

08879 
QERLACH,  W 

08632 
QERLOFF,  D 

08917 
QEUBELLE,  F 

08537 
GHAMBEER,  R 

08787 
QHATAK,  NR 

08532 
QHEORQHE,  N 

082611 
aiAUX,  Q 

08339 
GIBALDI,  M 

08115* 
OIEN,  L 

08595 
GIQNOUX,  B 

08361 
QIGNOUX,  M 
08361 


QILE9,  JP 

088U6* 
QILIESPIE,  IE 

08S02 
OILLESPIE,  JS 

081U2* 
QILLISOK,  V 

oejuo 

QINESTIE,  JF 

08822 
QIRDWOOD,  TQ 

066S3* 
GIULIANO,  V 

08378 
OJESSINO.  J 

087U6 
GLADUN,  NK 

08U2<: 
QIAGOV,  S 

08087* 
QIANVILLE,  JN 

08965 
0LEE30N,  MH 

08519* 
GLENN,  TM 

08210 
GO,  3 

08555 
GOOKE,  DJ 

0881i7* 
GODDARD,    P 

08578 
QOETSOH,  E 

08928 
GOLD,  JA 

08302 
GOLINGER,  D 

08531* 
GOLLAN.  JL 

08159 
GONCIAHZ,  7 

08910 
QONELLA.  J 

oamfi 

QONTASZEWSKI.  A 

08515 
QOODALE,  RL  JR. 

08187* 
QOODHEAD,  B 

087U1* 
GOODMAN,  LR 

08392* 
QORBUNOVA,  NA 

08UO5 
GORDON,  HE 

0821i8* 
GORDON,  HW 

08757* 
GORECZO,  L 

08812 
GORQENYI.  A 

08Sll2 
GOSLINGS,  B 

088U0 
G03PODIN0V.  0 
08105   08109 
OOTLIEB,  A 

08781 
00UD9MIT,  R 

08803 
OOVDENKO.  PF 

08U97 
GOYAL,  RK 

089SU 
QHABNEH,  V 

06750 
ORAGEY,  M 

08287 
ORACH,  ZI 

08592 
GRANADA.  LO 

083311* 
GRANT  TULLOH.  0 

08950 
ORAVELLE,  H 

081i85* 
GRAY,    ME 

08082* 
GREEN,    C 

0823U* 
GREENBERQ,  AJ 

08758* 
GREENBERQER,    NJ 
082lkl*    0821(2* 


GREENE.  PS 

08865* 
GREENSPAN,  SB 

0858U 
QBEQOR.  0 

08163* 
QREWE,  HE 

O86OI1* 
QRIQORIAN,  GO 

0631l3 
GRINTSEVICH,  II 

08323 
GRI3HAM,  JH 

08263 
GRITSMAM,  II 

08397 
QRIVEL.  ML 

08139* 
QRIZZETTI,  N 

08772 
GROH,  J 

08208 
ORONNFR,  T 

08598 
GROSDIDIER,  J 

08593 
GROSSMAN,  Ml 

08165*  08171* 
OROTH,  OG 

08761* 
GHUBER,  JM 

06205* 
GRUCA,  3 

oaiio 

QRUMMT.  F 

08102 
GRUNBERQER.  D 

08786 
QRUNDHOFER.  B 

08115* 
QRUNEWALD,  P 

082211* 
GRUSHLAVSKII.  GL 

08661 
GRUTTNER,  R 

086U1 
QRYGLICKI,  J 

08U93 
GUAKDIA  MA3S0,  J 

08678 
GUBERN  SALISACHS,  L 

08921 
GUBERN,  PL 

08921 
GUIX  SANTASUSAGHA,  M 

08606 
OUNTHER,  D 

06597 
GUPTA,  PR 

08636 
GUPTA,  SO 

06890 
GUPTA,  SK 

08315 
GUPTA,  SM 

06876 
GUPTA,  SS 

081l89 
GUPTE,  SP 

08636 
GURD.  FN 

08522* 
QURQ.  FN 

081)78* 
GUSTAFSSON.  BE 

06285* 
G«INN,  JL 

06663 
QYERQYAY,  F 

O863I 

QYULA,  S 

08697 

HAASS,  F 

08597 
HAQHIQHI,  P 

06568 
hAGHSHENAS,  M 

06566 
HALGHIMSON,  OG 

08761* 
HALL.  WH 

08389* 


HALLEB,  R 

08362 
HALVER.  JE 

06265 
HAMAMOTO.  K 

06292* 
HAMILTON,  JR 

08626 
HAMLIN,  EM 

06779 
HAMMERL,  H 

08820 
HAMMOND,  J 

086U6* 
HANDLE,  H 

08137* 
HANNON,  R 

066U0 
HANSEN.  A 

06918 
HANSKY,  J 

08U81* 
HANSON.  V 

08605 
HARB.  JM 

0873U 
HARDEN.  RM 

06157 
HAHQREAVES.  R 

0621l7* 
HARINO,    R 

08U09      O8I1IO 
HARRIS.    RE 

06703 
HA3AN,  SH 

0877U 
HASLAM.  DP 

08950 
HATTOHI.  K 

08ltU6 
HAVEL.    3J 

08926 
HEALD.  RJ 

O86U6* 
HEDERMAN.  HP 

08836 
HEER.  E 

08860 
HEQER.  N 

08563 
HEINRIOH.  HO 

08U13 
HEIRHEQH.  KPM 

08220*  08221* 
HELLER.  W 

06SU9 
HEMS.  DA 

08216* 
HENDREN.  MH 

06630* 
HENNIG.  K 

06765* 
HENNING,  HV 

08632 
HENRY,  K 

08519* 
HERMAN.  AH 

08219* 
HERNBERO,  JQ 

08297 
HESCH,  RD 

06632 
HEULLY,  F 

08707 
HIDAYET,  M 

06762 
HIQQIN3,  HP 

08299 
HIGGINS,  JT  JR. 

08111|* 
HIQUCHI,  T 

08U16 

HIKI.  Y 

08291* 

HILL.  MJ 

08576 
HILLEBRAND.  A 

08616 
HILLEMAND.  P 

0859U   08611 
HIRABAYASHI.  H 

08liSll 
HIRASAHA.    Y 
08U52 


HIRATA.  K 

0891U 
HIROOKA,  M 

08363 
HIROSE,  S 

08ltll9 
HISAMIOHI,    S 

081i35 
HIVET,    M 

0851U   06723*  06732 
HOCHMAN,  JS 

06775 
HOFFMAN,  HN,  II 

087U3* 
HOFFMAN,  NE 

06117* 
HOFMANN,  AAF 

06755* 
HOJO,  Y 

06369 
HOLLE,  F 

08137* 
HOLLENDER,  LF 

08357 
HOLMAN,  QD 

08118* 
HOLSTVOOQD,  L 

061U1* 
HOREJSI,  J 

06316 
HOHKY,  K 

08276 
HORNIOK,  RB 

06963 
HOHNTHIOH,  J 

08687* 
HORSI,  HG 

08863 
H09KINS,  PA 

08629* 
HOUCKE,  M 

O6UO8   089U8 
HOURANI,  BT 

08779 
HOWITZ,  J 

08U11 
HR13T0VA,  M 

06100 
HU8NER,  A 

08313 
HUBSOHER,  Q 

06092 
HUOZEK  QLEBOOKI,  J 

081i67 
HUDDY,    RB 

08670 
HUG,    CO    JR. 

08179* 
HUIJINQ,  F 

08756* 
HULSMANN,  HC 

08760* 
HUMBERT,  JR 

06555 
HUNDESHAQEN,  H 

08321 
HUPFAUER,  H 

086311 
HUSANU,    E 

081i2U 
HUTCHER,    N 

081t79* 

HYDE,    PM 

O82U0* 

lANEV,    AB 

085U3 
IDELSOH,  LI 

08771 
IHASZ,  M 

06572 
ILCHENKO,  VI 

08683 
ILIESOU,  0 

08610   06751 
IMAl,  K 

08U99 
IMBERT.  R 

06666 
IMPIOCIATOFE,  M 

06150 

IMRE,  J 

08367 


INAMOTO,  y 

0«293» 
lONSSOU.  A 

00832 
lONESCU,  a 

08459 
lONSSCU,  M 

08377  08736 
ISAZA,  J 

081«9«   081i8a« 
I3HIDATE,    T 

081(28 
laHIOAMI.    K 

083«3 
ISHII,    Y 

08291* 
I9SELBA0HER,  KJ 

0821|6*  08939* 
IIABASHI,  HH 

O833I1* 
ITGHAD'IK,  FS 

0819« 
ITOH,  X 
08292* 
IDDIH,  II 

08891 
IVANISEVIC.  B 

08892 
IVANOVIC,  E 

08271 
IZMIROV,  I 
08109 

JACKMAN,  RJ 

08721* 
JAOOBS.  S 

08716 
JAOOBSON,  ED 

08116* 
JAOqUES,  PJ 

O827I1 
JADHAV,    M 

08913 
JAKUBOWSKA.  D 

08608 
JAHES,  J 

08098 
JAHOU,  J 

0852U* 
JAMKAU,  0 

Oe38h 
JA8IN8KI,  WK 

O8327 
JAVITT,  NB 

O888I1*   O89OI1 
JEAN,    R 

08631 
JEANPIERRE.  R 

08738 
JIRAN,  B 
087115 
JIRASEX,  V 

08501 
JO,  N 

08616* 
JOBBA,  Q 

08839 
JOHANSSEN,  BA 

08765* 
JOHANSSON,  SaO 

08635 
JOHN,  3 

08U0 
JOHNSON,  CM 

08178* 
JOHNSON,  LR 

08116* 
JOHNSONBAUOH,  R 

08391* 
JONES,  FQ 

O89O3 
JOROENSEN,  B 

O8509 
JORQENSEN,  TO 

08181* 
JOSEFSSOH,  L 

O828I1* 
JOVINO,    R 

08379 
JDANEDA,  A 

08612 

JOML,  E 

08538 


JUNIOR.  A 

08S7S 
JUST.  W 

086U5* 

KACPERSKA,  E 

088l« 
KADOHATSU,  T 

08960 
XAOAYAMA,  M 

O8O90 
XAXEQAWA,  T 

08370 
XAXUMOTO,  Y 

082U6* 
XALIKA,  VL 

08819 
KAMEL,  R 

08782 
XAMJANOV.  I 

08825* 
KANAMURA.  S 

08261 
XANEKO.  H 

08369 
XANIASTAS,  D 

08627 
XANICHTOHEV.  PA 

081tlS 
KANO,  A 

081(35 
KAPLAN.  EL 

08181* 
KAPLAN.  MM 

08121* 
KARAEV.  IK 

08319 
XARAVANOV,  GO 

08678 
KARQER.  3 

08799 
XARK,  AE 

08167* 
XARXI,  NT 

08228* 
XARHAUKHOV.  VK 

Oe72U 
XARPOV.  PF 

08508 
KARRAN.  SJ 

08828* 
KASIANENKO,  PI 

088lt9 
KASPAR.  F 

08U75 
XATAEVA,  QA 

08669 
KATAYAMA,  T 

081(147 
KATHKE.    N 

08328 
KATORKIN,  EN 

08711( 
KATSUMATA,  X 

08291* 
KAWAHDRA,  S 

081(39 
KAY,  R 
08267 
KAY,  RNB 

081U7 
KAYNAN.  A 

08167* 
KAZUEVA,  TV 

06833 
KEHRER.  B 

08332* 
KEXEH,  JK 

081(91 
KELENEN,  L 

O883I 
XELSEY,  BF 

06067* 
KENT,  M 

08903 
KERN,  F  JR. 

08755* 
KERTSSZ,  A 

06710 
KETILADZE,  E.S 

06851 
KEUNTJE,  H 
O8887* 


KHAN.  N 

086SS 
XHARATIAN.  AM 

0832l( 
KHAVIN.  EL 

06906 
KHOKHOLIA,  VP 

06681( 
KHURANA,  XK 

08621( 
KIDD.  FH  JR. 

06562 
KIMBAROVSKAIA,  EM 

08677 
KIMURA,  K 

08565 
KINDHAUSER.  V 

08365 
KINO.  W  III 

08251* 
KINGSBURY.  R 

067U2* 
XISLENSKII.  IF 

06319 
KI3SELER.  B 

08597 
KITAGAWA.  M 

081(35 
KITOHIN,  SE 

O6I32 
KIYAMA.  T 

06l(Sll 
KLASEN.  HJ 

08952 
KLASSEN,  M 

06192 
KLEINMAN,  MS 

06350 
KLEMPA.  I 

06137* 
KLINE.  DO 

06176* 
KNUPPEN,  R 

06272 
KOCH.  R 

061(17 
KOOHIASHVILI.  VI 

06907 
KOCHINA.  EN 

06672 
KOEYAMA,  M 

061(35 
KOHEIL.  A 

06170* 
KOHLER.  JJ 

08357 
KOJIMA,  K 

08601 
KOLEV.  J 

06259 
KOLOMIIOHENKO.  MI 

08361( 
KOMARCHEV,  KG 

081(25 
KONIO,  W 

06711 
KONO.  T 

061(1(6 
KONRAD.  RM 

081(06 
KONTUREK.  S 

08290*  081(70 
KORCAX.  V 

06920 
XORMAN.  HG 

081(81* 
KORNREICH.  H 

08805 
KOROLEV,  BA 

08911 
KOROTEEVA,  OP 

08771 
KORSINSKIJ.  IJ 

08500 
KOSA.  F 

06839 
KOSAKARN.  W 

06896 
XOSHI.  3 

06U37 
X03TIAL.  K 

06130* 
XOTAKI.  A 
0677l( 


KOTELNIKOV.  VV 

08660 
KOTLAHEK  HAUS.  S 

08816 
KOUSAKA,  T 

08292* 
KOVAL,  NI 

06583 
KOVES,  I 

06716 
K0WALEW3KI.  K 

O6I7O* 
KOWALSKI.  VI 

0811(5 
KOZHEVNIKOV.  AI 

08691 
KOZHEVNIKOVA.  IN 

06691 
K0ZL0W3KI,  K 

08663 
KRAFT,  H 

081(71( 
KRAIN,  LS 

08652*  06726* 
KRAL.  V 

08596 
KRAMAR,  OP 

08667 
KRAMAR,  VS 

08711( 
KRAMER,  MF 

06200* 
KRAML,  J 

08108 
KRA3NER,  AU 

0831(9 
KRAUSS,  X 

08237* 
KRAUTHEIM,  J 

08356 
XRAVCHENKO.  LV 

06238* 
XRAVCHUX.  AN 

08915 
KRAVT30VA.  EF 

06611( 
KRAWCZYNSKI,  K 

0861(5* 
KREJCI,  D 

061(56 
KREMMER.  T 

08716 
KRENTZ.  K 

081(76 
KREPSZ.  I 

06710 
KRETCHMER.  N 

0861l(« 
KREUTLER.  CJ 

06120* 
KREOZER,  V 

08759* 
KRILOV.  VS 

0879B 
KRISHNA,  0 

0821(5* 
KRUO,  F 
08223* 
KROOMAN,  S 

08eU6* 
KRYNICKI,  M 

08922 
KRZYZOHSKA  OHUOA.  S 

06110 
KUBISHKIN,  VA 

08666 
KUDO,  T 

061(50 
KUOLER,  G 

061(13 
KULICZ,  A 

06U93 
KULKA,  F 

06367 
XUMAQAI,  Y 

06370 
XUMAKURA,  K 

06](3U   061(1(5 
KUMAR  QH03E,  N 

061(92 
KUMAR,  D 

06107 
KUMLIEN,  A 
08156 


KUMMENEJE,  K 

08853 
KUNAU,  WH 

08275 
KONIMOTO,  S 

081(83» 
KUNLIN,  A 

08077* 
KURITA,  H 

08H2 
KUBODA,  J 

OBliSl 
KURUVILLA,  JT 

08166* 
KURZ,  W 

086Ij5* 
KU3TER,    oas 

08827* 
KUTTEP,  D 

08190 
KUZIN,  MI 

081(98 
KUZNET90V,  NH 

08508 
K«ANQ  DO,  K 

08873 
KKLE,  J 

08603* 

L'ESPERANOE,  P 

08560 
L'HERMITE,  A 

0809U 
LA  COUR  ANDERSEN.  J 

08510 
LACK,  L 

08113*  08S21* 
LAQACHE,  Q 

08U96 
LAOADEC,  B 

08S1U   08732 
LAQARDERE,  B 

08992 
LAQROT,  F 

08S06 
LAIT,  V 

08699 
LAKATOS,  0 

08881 
LAMARQUE,  JL 

08822 
LAMBIOTTE,  M 

08255 
LAMBRECHTS,  A 

08537 
LAMBRECHTS.  L 

08537 
LAMPE,  K 

086011* 
LAMPERT,  M 

08698 
LANCASTER,  JR 

08766* 
LANOIAULT,  G 

06175* 
LANDS,  M 

08807 
LANDUCCI,  Q 

08227* 
LANE,  CD 

085U6 

LANQ,  R 

0812U* 

LAPEY,  A 

08727* 
LAPIN,  MD 

O83I16 
LARSSON,    T 

06609 
LAURENT,  J 

08707 
LAWRENCE,  PF 

06121* 
LAZAR,  C 

083S1 
LAZAR,  L 

08861 
LE  CANUET,  R 

08708   08709 
LE  NEEL,  JC 

085U1 
LEACH,  KQ 
06828* 


LEADBETTEP.  PL 

089711 
LEBEDEV,  VP 

081il2 
LEBLOND,  CP 

O8O8I1* 
LEBOBQNE,  J 

06Slll 
LECCHINI,  S 

0811;6 
LECHIN.  F 

08205* 
LEDRU,  J 

08666 
LEE,  FA 

08663 

LEE,  HM 

08U79* 

LEE,  KY 

08117* 

LEEMANN,  W 

06320 
LEES,  BJ 

062U3* 
LEFER,  AM 

08210 
LEFFALL,  LD  JR. 

06099 
LEFORT,  J 

06925 
LEFRANC,  Q 

0609U 
LEQER,  L 

08738 
LEGQE,  DA 

067U3* 
LEMISH.  OT 

08688 
LEPAQE,  RN 

062U9* 
LEPERCO,  0 

0683? 
LEOUINT,  A 

06339 
LEQUIRE,  V3 

08062* 
LERNER.  HJ 

06651* 
LEROY,  P 

06220* 
LETAC,  R 

O8I13O 
LEVANTOVSKAIA,  OM 

O86II1 
LEVASSEUR,  JO 

06709 
LEVASSEUR,  P 

06359 
LEVINE.  RA 

O6I7I1* 

LEVY,  A 

08205* 

LIE,  TS 

06767* 

LIEBERMAN,  J 

06757* 
LIFSHITZ,  F 

06615* 
LIMBOS,  P 

08991 
LIMW0NQ3E,  K 

08896 
LIN,  H 

08987* 
LIND,  B 

08111 
LINDNER,  H 

08821 
LIPSHUTZ,  M 

08336* 
LISCHNER,  MW 

06823* 
LIVSHIT3,  LA 

08706 
LOH,  K-RW 

06621* 
LOIZAQA,  JM 

08395* 
LOJDA,  Z 

06106 
LOPEZ  FRESCO,  C 

08381 
LOPEZ,  E 
08822   O686I1* 


L0RI3,  J 

06997 
L0S0W9KY.  MS 

08127* 
LOUQHRY,  RW 

08376 
LOVEY.  0 

08716 
LOYARTE,  HF 

08576 
LUBBERS.  EJC 

08602* 
LUOIONI,  F 

08772 
LUCKINQ,  T 

O86I1I 
lUEZ.  J 

08H06 
LUK0M3KAIA.  13 

06280 
LUPEANU,  R 

08377 
LUT3ENK0,  DA 

08667 
LUTSEVIOH,  EV 

08957 

LUTZ,  J 

08133 

MAOAGNO,  F 

08625 
MACAROL,  V 

086U7* 
MACCHIONE,  C 

08298 
MACHACEK,  M 

08375 
HACHADO,  E 

06866* 
MACHBERT.  Q 

06316 
MACHLEDER,  HI 

06218* 
MADALINSKI.  K 

066U5* 
MADGE,  DO 

06619* 
MADSEN,  NP 

062U3* 
MAQAREY,  CJ 

08893 
MAGED,  Z 

089U11 
MAHAJAN,  OM 

06636 
MAHLEY.  RW 

08082* 
MAHOUR,  GH 

085U5 
MAJEWSKI.  W 

08383 
MALEEV.  A 

061;27 
MALEY,  F 

06787 
MALLINQ,  HV 

08212* 
MALOUF,  NN 

06805 
MALOWANCZYK.  I 

08363 
MALT.  RA 

08217*  082U6* 
MALT3EV,  VA 

08512 
MALVEA,  BP 

08630 
MAMAMTAVRISHVILI.  DG 

08909 
MANAK,  J 

08375 
MANGINI,  0 

06612 
MANSOUROVA,  ID 

08196 
MANS30N.  T 

08933* 
MARCHANQ.  P 

O6I186* 
MARCHE,    C 

08708 
HARECEK,  Z 
06602 


MARGULIES,  SI 

0e6U3* 
MARQULI3,  L 

08556 
MARIIEV,  AI 

06679 
MARKOV,  KM 

08783 
MARKS,  J 

08617* 
MARKS,  JM 

06620* 
MARLON,  A 

08789 
MAROCCO,  IN 

08817 
MAROS,  T 

06681 
MARTIN,  A 

08516 
MARTIN,  H 

08361 
MARTINEAU,  QL 

08761* 
MARTINEZ-GARZA,  V 

06615* 
MARTY,  C 

086U0 
MASON,  DK 

08157 
MASON,  EE 

08393* 
MASTER,  A 

08855 
MASTERA,  N 

0891lS 
MASUNAO,    0 

08959 
MATHUR,  MS 

06310 
MATINI,  K 

0893U* 
MAT0VET3KAIA,  LI 

08929 
MATSCHINER.  JT 

08256 
MATSUBAYASHI,  F 

081i32   08U33 
MATSUMOTO,  T 

06566 
MATSUMOTO,  Y 

061i31      061i53 
MATT.    OA 

08269 
MATZ,    LR 

08531* 
MAURER.  HJ 

06mO* 
MAXWELL,  JD 

0811i2* 
MAXWELL,  JG 

06163* 
MAYER,  RJ 

O8O92 
MAYER30HN,  M 

08115* 
MCALHANY,  JC  JR. 

08335* 
MCARDLE,  AH 

06522* 
MCCLUQAQE,  SO  JR. 

06235* 
MOCREADY.  VR 

06295* 
MCOUSKEY.  RS 

08235* 
MCDOUQAL,  WS 

08186* 
MCELHONE,  MJ 

08222* 
MCQILL,  DAF 

08768* 
MOINTYRE 

08990* 
MCKERN,  A 

06968* 
MONULTY,  JG 

06773 
MC9HERRY,  CK 

069011 
MEHROTRA,  TN 

08890 
MEHTA,  3K 
0862U 


MEIER  RUOE.  W 

09713 
MEINDERS  QROENEVILD,  J 

08098 
MEKATA.  H 

O8UI18 
MELQAR,    E 

08il8* 
MENDEL.  AK 

08539 
MENIOHINI,  Q 

08585 
MERIOAN,  TC 

08789 
MERONI.  R 

0865U 
HERSEI.  F 

08968 
MESSER.  R 

08392# 
HESSIKO.  RB 

08172* 
HESTER.  £ 

08211 
MESZAR03.  F 

08839 
METTRIOK,  EF 

08986* 
MEYER,  BP 

08391* 
MEZEY.  K 

O8I1O7 
MICHAELS.    DL 

08555 
MICIC,  DV 

082«7 
MIEDERER.  SE 

08193   08312 
MIETENS,  0 

08635 
MIHOK.  Q 

083511 
MIKI.  T 

O8371 
MIKOLAJKOW.  A 

08327 
MIKOLEOKY,  M 

08778 
MILLER,  a 

O83OU 
MILLER.  TN 

08725 
MILLER.  WL 

O85I16 
MILONOV,  OB 

08737   08776   08908 
MILTON  DA  SILVEIRA.  Q 

08901 
MINAOUOHI,  C 

08292* 
MINAMI,  H 

081i51 
MINAMIDATE.    A 

0811i3* 
MINCEV,    M 

0887U 
MINOULESCU.  D 

08610 
MINH,  T 

O853I1 
MIRKHODZHAEV,  AK 

O88I3 
MITCHELL.  JR 

082U5* 
MITTELMAN.  A 

08286* 
MITTMAN,  0 

08757* 
MIYAKE.  T 

083117 
MOHR.  H 

08096 
MOLINE.  J 

08516 
MOLLARET.  HH 

08961 
MOLLER  HANSEN.  M 

08510 
MOLLER.  K  III 

08121* 
MOLNAR.  L 

08980 
MONNINQHOFF,  V 
08U7 


MONTERO,  C 

08395* 
MOODY,  FQ 

087511* 
MOORE,    JO 

08183* 
MOPPERT,  JM 

08269 
MORAWETZ,  F 

08969 
MOROER.  H 

08713 
MORISHIMA,  H 

081i83* 
MORITA,    R 

08292* 
MORITZ.  K 

08888* 
MORRE,  DJ 

08082* 
MORRIS,  D 

08132 
MORRIS,  TO 

0881;7* 
MORSE,  TS 

08715 
MORSON,  BC 

08607 
MOSKOWITZ,  J 

082U5* 
MOTLIK.  K 

08276 
MOTT.  OB 

08999 
MOUCHET.  A 

08665 
MOULD.  RF 

08300 
MOURIOUAND,  0 

08695 
MOUSSEAU.  M 

08SU1 
MOVCHUN,  AA 

08908 
MOYA,  M 

08927 
MOZES,  A 

08710 
MROZOVSKI,  D 

085511 
MRSULJA,  BB 

08267 
MUHLETALER,  CA 

086U3* 
MUKAI,  T 

08292* 
MULLEN.  JL 

O8I75* 
MULLBR.  B 

0820U* 
MULLER.  0 

O8639 
MULTER.  F 

08181(* 
MUNDAY.  KA 

08116* 
MUNDET  TORRELLAS.  0 

0851i7 
MURAT,  J 

08516 
MYERS.  RM 

0891i3 
MYSOREKAR.  NH 
08621t 

NADZHAROV,  AO 

08398 
NAQAMITSU.  S 

08568 
NAGASAWA.  S 

O82I1U* 
NAHAS,    V 

08676 
NAIR.    V 

08215* 
NAITHANI.  YP 

O8890 
NAITOVE,  A 

08121* 
NAJMAN.  A 

08790 
NAKAQAWA.  J 

08292* 


NAKAMURA,  K 

081(39   O8I1US 
NAKANO.  M 

08239* 
NAKANO,  3 

06369 
NANCE,  FC 

06178* 
NAPALKOV,  PN 

0831i9 
NASR,  K 

06588 
NASTEV,  V 

08587 
NATORI,  H 

O6I1I17 
NESTAL,    A 

08135 
NEUMAYR,  A 

087U9 
NEURATH,  H 

08199* 
NEVES,  DP 

06999 
NEWMAN,  CA 

08197* 
NIC0LAE3CU,  T 

08671t 
NIEDZIALEK,  L 

08922 
NIELSEN,  JA 

06520* 
NIELSEN,  VO 

08509 
NIKAIDO,  N 

06Ult3 
NIKIFOROVA,    NI 

08951 
NIKL,    J 

08318 
NIKOLAIDIS,  D 

08913 
NIR,  I 
08781 
NISHIQAKI,  I 

08771* 
NISHIZAWA,  M 

081(38 
NISWANDER,  JD 

O8I5I1* 
NOOUCHI,  S 

08UU9 
NOHARA.  K 

081i51 
NOLAN.  DW 

O66I1I1* 
NOMURA.  M 

08U511 
NONNENMACHER.  J 

06357 
NORDBERO.  QF 

08111 
NORDIC,  S 

08625 
NOREN,  0 

08281t» 
NORMAN,    A 

08265* 
NORMAN,  JL 

06656* 
NORMAN,  WJ 

066Ult* 
NOURY,  G 

08723* 
NOUZHA,  E 

08698 
NOVOFASTOVSKAIA,  LR 

08592 
NOWOTNY,  B 

O8I1O6 
NOYEZ,    D 

08561 
NUSSBAUMER,  A 

08382 

NUZZO.  a 

08898 

O'CONNELL.  FX 

08838 
O'CONNOR,  PJ 

08222* 
O'NEILL,  JA  JR. 

08176* 


OATFS,  MDO 

08153* 
OBARA,  K 

06231* 
OBEL,  PIW 

O8I186* 
0E3CH,    A 

08332* 
OOIL,  PE 

06905 
OHARA,  H 

0691U 
OHSATO,  K 

06568 
OHUCHI,  N 

08566 
01,  I 

08305 
OIFE,  OR 

06956 
OKA,  Y 
O8I1U8 
OKADA,  A 

06187* 
OKAMURA,  A 

08369 
OKI,  I 
08371 
OLATUNBOSUN,  DA 

08622* 
OLSZANSKA,  T 

08930 
ORQAZ,  J 

06612 
ORLOFF,  MJ 

08176*  0818U* 
ORTIZ  BERROCAL,  J 

O86I1I 
OSIPOV,  3L 

08815 
OTA,  » 

08231* 
OTERO  LUNA.  J 

O68I1I 
OTNES,  B 

08701t 
OTTENI,  F 

08696 
OTTENJANN,  R 

08lj02   06U16   O6I1I7   O6I166 
OUANO,  RC 

085U11 
OZDEMIR,  AI 
08766* 

PACESCU,  £ 

08U9S 
PAGES.  A 

086kO 
PAQGINI,  L 

08811 
PAQLIANO  3AS3I,  L 

086511 
PAKTORIS,  EA 

08851 
PALACIOS,  EJ 

08809 
PALMER,  WM 

08761* 
PALO,  J 

08753* 
PALTSEVA,  TF 

08813 
PANA,  C 

08159 
PANSE,  TB 

08800 
PAPAI,  Z 

08377 
PAPPAS.  Q 

08761* 
PARAKHOMIAK,  VI 

06685 
PARDELLI,  G 

08611 
PARSHEVSKI,  M 

0855U 
PASCAL.  JP 

08207 
PASCU,  RI 

08831 
PAS3WELL.  J 

08669 


PATEL,  VK 

06528* 
PATTERSON,  M 

06«5ll« 
PAUKNER,  U 

08258 
PAUL,  F 

oau2o 
paul:ni,  k 

08256 
PAYEN,  J 

0869« 
PAYNE,  VO  JR. 

085U5 
PEACOCK,  EE  JR. 

08937* 
PEARSE,  AOE 

08085* 
PECHATNIKOVA,  FA 

081i25 
PECK,  00 

08601* 
PEDRAZZI.  F 

08533 
PEKA  ANQUIO,  JF 

08638 
PENA,  J 

08135 
PEHAS,  AS 

086U2 
PENN,  I 
087«1* 
PERDIKIS.  P 

08595 
PEREIRA  CAMPOS.  S 

08996 
PERENYI,  t 

0676U* 
PEREPELKIN.  BO 

08579 
PERERA,  PA 

089U9 
PEREZ  INIOO  OUINTANA.  F 

08353 
PERKASH,  A 

08636 
PERLMANN,  P 

08279 
PEROSEVIC,  Z 

08858 
PERRIN,  J 

08972 
PERRON.  J 

08963 
PERROTIN,  J 

06506 
PESACH,  J 

08781 
PE3AR0S,  PC 

08966 
PESKIN.  QW 

08181* 
PETERSEN,  H 

08198* 
PETERSEN,  PH 

06289* 
PETKOV,  P 

06105   06109 
PETROV,  BA 

063ltS 
PETROV,  P 

06259 
PETROVSKI,  BV 

06796 
PFEIFFER.  CJ 

06075* 
PHILIP,  AE 

081i87* 
PHILIPPIDES,    D 

08697 
PHILLIPS,  PW 

069U0* 
PHILP,  LD 

06653* 
PIAZZA,  L 

0691lS 
PIOHLER,  0 

06620 
FIQNATARO,  E 

08378 
PIMPARKAR,  BD 

06557 
PI0TR0W3KA.  R 
08H67 


PIPIA,  IK 

0«7Ull 
PIRONNEAU,  A 

06708 
PISOATOR,  M 

06111 
P130NI0,  M 

08130* 
PITEA,  P 

08U59 
PLOTNIKOV,  VA 

08569 
POCH,  R 

08U56 
POCHI,  PE 

08865* 
PODQORBUNSKAIA.  MS 

08680 
PODILCHAK,  MD 

08895 
PODMAISTROVIOH.  VI 

06682 
POGE,  AH 

06173* 
POKROVKSII.  AA 

08817 
POKROVSKY,  AA 

08238* 
POLAK,  JM 

08085*  08519* 
POLEY,  FWF 

06917 
POLIAKOV,  AN 

06679 
POLLI,  E 

06799 
POLUEKTOV,  LV 

08311 
POMOSOV,  DV 

06669 
PONIKELSKY,  V 

086611 
POMKA,    JL 

08966 
POOLE,  CA 

08672 
POORT,  0 

06200* 
POPA.  Q 

06610   08751 
POPESOU,  EA 

06366 
POPESCU,  M 

06366 
POPOV,  P 

0eU22 
POPPER.  H 

08860 
PORTER,  E 

06756* 
PORTO,  A 

05970 
POSTLETHWAIT,  SW 

06511 
POSTNIKOV,  VN 

08691 
POMANDA,  MC 

08233* 
PRADAL.  a 

060911 
PRESLES,  JM 

06953 
PRIBILLA,  V 

089U7 
PRODAN.  P 

08977 
PHOKHOHOV,  VV 

06770 
PRZEDPELSKI,  S 

06923 
PUQH,  HOB 

06661* 
PUPKEVIOH  DIAMANT,  IS 

06769 
PUTZKE,  HP 
06202* 

gUAADE,  F 

06536 
QUINTILIANI,  R 

065U9 

RABA,  TA 
08765 


RACHAIL  ARNOUX.  M 

08695 
RACHAIL,  M 

08666   08695 
RACHLIN,  L 

06808 
RAEULESCU,  Q 

06751 
RAEVSKII,  IQ 

06819 
RAJA,  F 

08227*  08277 
RAKIC,  LM 

08267 
RALPH,  A 

08118* 
RALSTON,  AJ 

08935*  06936* 
RAMAOHANDRA,  K 

06871 
RAMAKUMAR,  L 

08876 
RANA,  SV3 

08236* 
RANDAU.  W 

0611iO* 
BANOEL,    DM 

0621i8* 
RASCHKE,    E 

06777 

RAY,    JE 

086U6* 

READ.    AK 

06526* 
READ.    RC 

08809 
REAM.    OR 

0851lU 
RECHLEWIOZ.    A 

081l93 
REDINQER.    RN 

08219* 
REECK,  OR 

08199* 
REEDER,  DD 

06177*  08182*  08U77* 
REH6EIN,  F 

08337 
REHFELD,  JF 

08975   08976 
HEID.  PE 

06086* 
REID,  HD 

082U5* 

HEIF,  W 

0622U* 

REISS,  R 

06501; 
REHMER,  H 

08276 
RENDA,  A 

08379 
RESNICOFF,  SA 

08350 
REY,  JM 

06631 
REYNOLDS,  DO 

06527* 
REYNOLDS.  TB 

08779 
REYNOSO,  Q 

06266* 
REZNIK,  BI 

06583 
RHODES,  J 

06U85* 
RIABUKHIN,  KM 

06683 
RIBET,  A 

08207 
RICHAUME.  B 

06593 
RICKER,  T 

08096 
RICODER  CLAVEII.  J 

08921 
RIDDELL,  DH 

08762* 
RIEDE,  UN 

06079* 
RIEKKINEN,  P 

06753* 
RIENIT3,  KQ 
0625)1 


RIEU,  D 

08*31 
RIQAS,  A 

08360 
RIQOLI,  MH 

08660 
PIKIMARU,  A 

08095 
RINQ3D0RF,  WM 

08971 
RIS3E,  ES 

08191 
RITCHIE,  VIP  JR. 

061»60* 
RITTER,  U 

06358   08U62 
RIZOVA,  H 

081i27 
ROBBERECHT,    P 

08203* 
ROBERTS,  DF 

06620* 
ROBINO,  A 

069U6 
ROBINSON,  DC 

08620* 
ROBINSON,  SH 

082Ult* 
RODGERS,    JB    JR. 

O6I18I1* 
RODRIGUEZ    0LLER03,    A 

08U03 
RODRIGUEZ,  JR 

081i62* 
ROGERS,  AH 

08160 
ROHMANN,  HH 

08900 
ROHR,  HP 

08079* 
ROJAS  MIRANDA.  A 

08359 
ROMAN,  LI 

06906 
ROMANENKO,  VH 

06668 
R0PAR3,  0 

08790 
ROSATO,  EF 

08175* 
ROSATO,  FE 

08175* 
ROSCH,  V 

O8I1I6      081j66 
ROSE,    GA 

06626 
ROSEN,    H 

0617«*  081611* 
ROSEHFELD,  LQ 

083UII 
ROSS,  A 

08792 
ROTH,  I 

06812 
ROTTHAUHE,  HH 

06633 
ROUX,  JM 

06252 
ROUX,  M 

08513  08S9U  08611 
ROHE,  MI 

06672 
ROY,  00 

06560 
ROZE,  C 
06213* 
ROZENFELD,  LG 

0636U 
SOZMAN,  C 

0681i3 
RUBANYI,    P 

08338 
RUBERG,  RL 

089U1* 
RUBIES  PRAT,  J 

O6878 
RUBIN,  MP 

08770 
RUBIN,  H 

08080* 
RUBINO,  A 

08112* 
RUOKEBUSCH,  Y 
06138*  06139*  0611i7 


RUDA.  A 

06S1S 
RUDIOK.  J 

081«7« 
RUSSELL,  JO 

08170* 
RUS30,  AU 

08719 
RU3U,  M 

08736 
RXMAN,  BE 

08752* 

SAACA,  R 

08832 
SABAU,  M 

08962 
SABOLIC,  A 

08892 
SADCHIKOVA.  ON 

063211 
SAHMKOW,    E 

089U9 
SALMON,  PR 

08526* 
SAMIIAN,  R 

081i82* 
SAMPAIO,    JMO 

08U00 
SANOHEZ  LOPEZ  TELLO,  C 

08536 
SAHCHEZ  ORTEOA.  JM 

081)29 
SANCHEZ  ZINNY,  J 

08381 
SANDERS,  MO 

06655*  08656* 
SANDSTROM,  B 

08103   08270 
SANFORD,  PA 

08131 
SANTANQELO,  ML 

08379 
SARDI,  OF 
086U7* 

sarqentin:.  ad 

08322 

SARIN,  NK 

0»3XS 
SARMENTO  SANTOS,  J 

08206 
SASAKI,  K 

08U5O 
SATIJA,  VK 

08630 
SATO.  K 

081)33 
SATO,  N 

08231*  081i32 
SAUER,  WQ 

08721* 
SAVAOE,  DC 

08288 
SAVAOE,  JP 

08958 
SAVAPy,  M 

08386 
SAVOHUK,  BD 

08688 
SAVELIEV,  VS 

08688 
SCHAFFNEH,  F 

08880 
SOHALL,  GL 

08936* 
SCHALLER.  J 

O88OI1 
SCHARRER,  E 

08133 
SOHARRER,  H 

08750 
30HELEH,  F 

08632 
SCHENK,  WQ  JB. 

08759* 
SCHEVINQ,  LE 

08151* 
SCHILLER,  M 

08715 
SCHIMMEL,  EM 

08655*  08656* 
30HIMPF,  A 

08535 


SCHJONSBY,  H 

08125* 
SCHMAMAN,  A 

08S9S 
SCHMAUSS.  AK 

08917 
SCHMID.  E 

08358   08U62 
SCHMIDT,  M 

0821U* 
SCHNEIDER,  RL 

06099 
SCHNORR,  B 

08097 
SCHOFIELD,  PJ 

08251) 
SOHHAQER,  J 

08153* 
SCHRAMM,  M 

08152* 
SCHRODER,  H 

08888* 
SCHULTE,  D 

0895S 
SOHULZ.  I 

08201* 
SCHUMACHER.  K 

08868 
SOHUTTE.  AQ 

0861)7* 
SCHWACHMAN.  H 

08112* 
SCHWARCZ  DE  TARLOVSKY,  M 

08257 
SCHWARTZ.  JT 

08151)* 
SCHWARTZ.  H 

081)11 
SCHWARTZ,  S 

08758* 
SCHWARTZ.  SI 

08350 
SEEBASS,  C 

O8O79* 
SEIFERT,  E 

081)20 
SEIQE,  K 

O8639 
SEITO,  T 

081)82* 
3ELIH0ER.  Z 

O8I52* 
SELMAIR,  H 

08317 
SEMANICH.  I 

OSSSl) 
SEMENOV.  VV 

08308 
3ENAC,  JP 

08822 
SETBON.  L 

08600 
SFERCO.  A 

08886* 
SOAVIRDEA,  C 

08977 
SHAALAN,  AK 

08966 
SHAFRANSKII.  LL 

08396 
SHAFTAN,  QW 

08973 
3HAHM0V.  AA 

0631)3 
SHAPKINA,  AP 

08781) 
SHATROV,  I 

08558 
SHATTON,  JB 

08265 
SHERLOCK.  S 

08792 
SHIEBER,  W 

0871)2* 
SHIOEMATSU.  S 

06371 
SHIH.  V 
08939* 
SHIM.  WKT 

081)01 
3HINDE.  VP 

08229* 
SHIRAKABE,  H 
081)52 


SHIRALI,  9 

06283 
SHIRASHI.  T 

08U39 
3HIU.  MH 

O8O77* 
SHIVA,  FH 

08855 
3HRADER.  RE 

08621* 
3HUMAK0V.  VI 

08798 
SHUN  MOK.  Y 

08873 
3HUSTER,  3 

08617* 
3I0ULAR.  A 

08581) 
SIDRANSKY,  H 

08262 
SIEDE.  W 

06916 
SIEQLER,  J 

08326 
SILEN,  W 

08387* 
SILVERBERQ.  SO 

081)79* 
3ILVI3.  SE 

08162* 
SIMA,  V 

08596 
SIMMONDS.  WJ 

08117* 
SIMON,  QC 

08373 
SIMONOVIC,  I 

O8I3O* 
3IM0P0UL03,  AP 

08727* 
3INHA.  BN 

O8I07 
SINKEVICH,  VP 

0851)0 
SIP03,  T 

085U8 
SIROTZKY  DE  FAVELUKES,  3 

08257 
3ITQES  CREUS,  A 

081)29 
SITNIK,  AP 

0831)5 
SIURALA,  M 

08518 
SJODAHL,  R 

08586 
SJOSTROM.  H 

08281)* 
SKALA.  J 

081)56   08920 
SKHILADZE.  AA 

0811)9 
SLAPAK.  M 

08250* 
SHALL,  DM 

06219* 
SMIRNOV,  EA 

08570 
SMITH,  0 

08793   08902 
SMITH,  OL 

08127* 
SMITH,  ED 

08903 
SMITH.  OR 

08598 
SMYTH,  DH 

08131 
SNARY,  D 

08168* 
SOBAKIN,  MA 

081U9 
SOKOLOV,  VI 

08737 
SOLARI.  D 

06861)* 
SOLER  ROIQ.  J 

081)88 
SOLTER.  D 

08825* 
SONEZ,  H 

08381 
SONKODI.  S 
08761)* 


SOUTH,  MA 

08556 
SOVENY.  C 

081)81* 
SPENCER.  J 

08165* 
SPESIVTSEVA,  V3 

08770 
3PIR0,  HM 

0895U 
SPIVAK,  L 

08719 
SPLOUCHAL,  J 

08751 
SRINIVASAN,  D 

08786 
SRINIVASAN,  PR 

08786 
SRIVASTAVA.  YO 

O83IO 
STAALAND,  H 

08121)* 
STADELMANN.  0 
08193   08312 
STADIL.  F 

08975   08976 
STAOQ,  BH 

08230* 
3TANCIU,  G 

08377 
STANESCU,  L 

08366 
STANLEY,  0 

08288 
STANLEY,  P 

08722* 
STARACE.  E 

08093 
STARKA.  L 

08276 
STARZL.  TE 

08761* 
STECKENMESSER,  R 

08563 
STEINSCHNEIDER,  R 

08832 
STELZNER.  F 

08333* 
STEPHEN.  KW 

08157 
STEVENS,  LE 

08183* 
STICH,  W 

08211)* 
STICKLER.  GB 

08721* 
STOOOHI,  F 

08726 
STOICULESCU,  P 

08671) 
STOLFA.  T 

08290* 
STOLZE,  T 

081)63   081)61)   081)65 
STOPPANI,  AOM 

08257 
STRANDE,  CS 

08289* 
STRAUSS,  JS 

08865* 
STRICKLAND,  RQ 

08390* 
STRUOHKOV,  VI 
08309  08957 
STUDLAR,  M 

08620 
3UQAN0,  H 

061)1)5 
SULVOX.  B 

08351) 
SUNDUSHNIKOV,  VN 

08309 
SUTO,  H 

081)18 
SUTOR,  DJ 

08628 
SUZUKI,  T 

08095 
SWAN.  KG 

08527* 
SWARUP,  B 

O8I07 
SWEETNAM,  F 
081)85* 


SWICERSKA,  H 

oesiiS* 

3«IDERSKA,  T 

08816 
SVIECICKI,  E 

08U«7 
3YPHAX.  B 

08099 
SZABO,  LE 

08338 
aZAMOSI,  T 

08273 
SZANTAY,  I 

08S77 
SZAR03ZYK,  J 

08923 
SZOZUDBAWA.  J 

08290* 
SZTA0HEL3KA,  A 

0881i5» 

TABAKMAN,  II 

08819 
TABAQCHALI.  S 

08125* 
TAKAQI,  K 

08UUS 
TAKAHASHI,  K 

06UUU 
TAKEI,  K 

08Ulli 
TAKEMOTO,    T 

08S«5 
TAKEUOHI,  T 

08U63* 
TALAL.  N 

08938* 
TALALAEVA,  AV 

08397 
TALAVDEKAR.  RV 

08800 
TALIA,  AV 

087Uli 
TAMAKA.    K 

08939* 
TANGHE,  W 

08S«1 
TANI3AWA,  A3 

08083* 
TARA30V,  VI 

08978 
TARDITO,  E 

08U73 
TASMAN  JOHES,  0 

08613   087U7 
TATEDA,  A 

0891U 
TAVERA3,  JE 

08U03 
TAVERNIER,  J 

08735 
TAYLOR,  IL 

081511* 
TAYLOR,    MT 

08721* 
TEOERIAK,  NI 

06929 
TEIXEIRA  NETO,  J 

08206 
TEMPEL,  0 

081iO9 
TEMPERLEY,  JM 

08230* 
TEMPLETON,  AC 

08993 
TERIAEV,  VQ 

08308 
TE3SMANN,  E 

08202* 
THAY3EN,  EH 

08520* 
THEI3INQER,  W 
08503   08931 
THEMAMN.  H 

081il7 
THEODOR,  E 

08869 
THISTLETHWAITE,  W 

08082* 
TH0MA3,  HE 

08335* 
THOMAS,  TV 
08331 


THOMPSON,  JO 

08177*  08182*  081t77* 
THOMPSON,  JH 

08979 
THORPE,  CD 

08179*  O871i0* 
THUILLIER,  Y 

08268 
THURN,  P 

08777 
TIAZHINA,  3M 

08396 
TIKHONOVA,  NM 

08399 
TIL30N,  MD 

08089* 
TIMM0N3,  OD 

08810 
TKACZYK,  T 

08517 
TOBIK,  S 

0892U 
TOJO,  R 

08135 
TOKUHIRO,  H 

08US2 
TOLENTINO,  MQ 

086U7* 
TOMPKINS.  RK 

08251* 
TONELLI,  S 

08380 
TORDET  OARDIROIT,  0 

08252 
TORIZUKA,  K 

08292* 
TOROSSIAN,  AA 

08296 
TOUMIEUX,  B 

08359 
TRIPATZIS,  I 

08863 
TROJAN,  I 

08367 
TROUT,  HH 

08171* 
TRUELOVE,  SO 

0861i2 
TS'AO,  CH 

08087* 
TSAI,  HK 

08106 
TSAI,  TH 

08151* 
TSARDAKAS,  E 

08360 
T3AT3ANIDI,  KM 

08615 
TSEKHANOVICH.  TI 

06399 
T3UDA,  S 

08U31   08k53 
TSUI,  OY 

0873U 
T3UT3UMI,  Y 

08239* 
TURCHETTO,  E 

08226* 
TUROOTTE,  JQ 

08629* 
TURLEAU,  0 

08862 
TURNBERQ,  LA 

08126* 
TUSaUES,  J 

060911 
TUTELYAN,  VA 

08238* 
TYOR,  MP 
08113*  08521* 

UOHIDA,  H 

08301 
UEOD,  VM 

08512 
UMEDA,  K 

O8I1UI 
UMEZAWA,  H 

O8I183* 
UNAXUL,  3 

083111 
ONQAR,  B 

08390* 


UNQEHEUER,  E 

06352 
URBANO,  A 

088U3 
USEVOLODOVA,  OV 

08877 
USHAKOVA,  NA 

08280 
U3HIJIMA.  Y 

08239* 
USTIMOVA,  MI 

0819U 
UTESHEV,  NS 

08308 

VAKIl,  BJ 

08U21 
VAN  DER  DIJS.  B 

06205* 
VAN  DER  QHINST,  M 

0866U 
VAN  HEES,  QP 

08220*  08221* 
VAN  LENT.  D 

0657U 
VAN  VROONHOVEN.  TJ 

06217* 
VAN  WAY,  CM    III 

06762* 
VANDERPOOL,  D 

08562 
VANT3IAN.  EN 

08908 
VANZWALENBURO.  BR 

08650* 
VARADARAJAN,  MO 

06303   06329 
VARKONYI,  3 

08812 
VARLAMOV,  VI 

08668 
VA3ILE30U,  M 

06736 
VASILIEV,  RK 

06737 
VELLER,  DO 

06690 
VENKATARAMAN.  MS 

08303   08329 
VENUQOPAL,  M 

06971; 
VERQE.  JH 

08963 
VERHEY.  E 

06262 
VERRET.  J 

08796 
VIARD.  H 

08796 
VIDHIH.  VE 

08299 
VILAH  BONET,  J 

0879U 
VILLAR.  H 

08176* 
VINNIOHENKO.  AQ 

0831i3 
VINOQRADOVA.    01 

06692 
VIRANUVATTI,  V 

0831U 
VISSET,  J 

065U1 
VISUDHIPHAN,  P 

08532 
VITEBSKII,  ID 

06569 
VOQEL,  M 

069U7 
VOITENKO.  AA 

08539 
VOITK,  AJ 

081i78* 
VOLK.    QE 

08703 
VOLKMER,  I 

08536 
VOLNY,  L 

08U55 
VON  DER  0EL3NITZ,  G 

08337 
VON  HEDENBERO,  C 
06962 


VON  WOLFF,  A 

08137* 
VORBRODT.  A 

08110 
VOHOZHTSOVA.  NI 

08989 

WACHTFEIEL,  V 

06596 
WAQENKNECHT,  LV 

069611 
WAQNER,  R 

08756* 
WAGNER,  I 

O8I162 
WAKABAYASHI,  T 

O8I1I1O 

WAKE,  K 

08076* 

WALAN,  A 

08730 
WALKER  SMITH,  JA 

06780   08635 
WALLER,  SL 

08935*  06936* 
WALLS.  WE 

06965 
WALSH.  KA 

06199* 
WALTHER,  J 

08173* 
WALZ,  A 

0891l7 
WANGENSTEEN.    OH 

08187* 
WANNEMACHER,  CF 

08253 
WANNEMACHER.  RW 

08253 
WANNEMAOHEH.  RW  JR. 

08233* 
WARCHALA.  J 

0892U 
WARE.  AJ 

06763* 
WARIN.  RP 

08526* 
WAR3HAW.  AL 

08630* 
WASOWSKI,  J 

08837 
WATON,  NQ 

08195 
WATSON,  AJ 

08620* 
WAY.  LW 
08185* 
WEDELL.  J 

08955 
WEIG,  SO 

08121* 
WEINHOUSE,  S 

08265 
WEISBUFQER,  EK 

08086* 
WEISBORQER.  JH 

08088* 
WEITZ,  Q 

06729 
HELLS.  QAH 

08580 
WELSCH,  KH 

08137* 
WELZ,  G 

08660 
WERLE,  E 

06201)* 
WESTERDORF,  R 

O6I16I1 
WEXLER,    M 

08529* 
WHEELER,  HO 

08126* 
WHITAKER,  RH 

06661* 
WHITE,  HJ 

08809 
WHITEHEAD.  R 

08657* 
WRITTEN.  EH 

O89I1O* 
WIEMANN.    JJ 
08081* 


WIENICK,  1 

0»<99 
WIESMEIER,  I 

06316 
WIESNER,  PJ 

08350 
WILKINS.  RH 

08788 
WILLE,  KH 

08097 
WILLIAMS,  QM 

08088* 
WILLIAMS,  JF 

082511 
WILLIAMS,    R 

087<8» 
WILLIAMS,  REO 

08578 
WILLIAMS,  RJ 

08176* 
WILSON,  DE 

081711* 
WILSON,  FA 

08616* 
WINAWER,  SJ 

08077* 
WINEOARNER.  FQ 

08826* 
WINNE,  D 

08123* 
WINNEFELD,  K 

08888* 
WINNICKI,  3 

0811.011      08608 
WIONTZEK,    H 

088211* 
WISE,    L 

08161*  08180* 
WITTE,  CL 

08866* 
WITTE,  MH 

08866* 
WITTENBERQ.  J 

08392* 
WOLF,  RO 

OSlSli* 
WOLMA,    FJ    JR. 

086511* 
WOODS,    JE 

C8827* 
WOODWARD,  ER 

08169*  08335*  081i82* 
WOOLLEY,  MM 

0851t5 
WRENN,  EL  JR. 

08S91 
WRIQHT,  HK 

08089* 
WRIGHT,  JD 

0823U* 
WDRTZ,  A 

088911 
WKATT,  EH 

08620* 
WYBURN,  QM 

08091 
WKLLIE,  JH 

08230* 
WVSOOKI,  A 
06507 


YOLTON,    DP 

08288 
YONEMOTO,    RH 

0821i7* 
YOSHI,    T 

08567 
YOSHIZUMI,  M 

0891U 
YU,  J3 

08780   08835 

ZAHARIEV,  N 

081i27 
ZAIOHIKOVA.    VI 

08770 
ZAITSEVA.  LV 

08677 
ZAKHAROV,  VP 

08905 
ZALEWSKI,  T 

08608 
ZAMACCHI,  a 

08883 
ZANDA  OIULIANI. 

08585 
ZANINI,  S 

08533 
ZEHENDER,  K 

08928 
ZEILICOFF,  R 

08861t* 
ZELENKOVA,  J 

08163* 
ZEMAN,  FJ 

08621* 
ZEZE,  F 

08568 
ZHEREBT30V,  LA 

08872 
ZHIVKOV,  V 

08261 
ZIQAN'SHIN,  RV 

081i26 
ZINCHENKO,    VF 

089Il2 
ZIVKOVIC,    M 

08858 
ZLAT£VA.  M 

08271 
ZMESKALOVA.  D 

08318 
ZOLTAN,  OT 

087611* 
ZUFAROV,  KA 

08662 
ZWEIG,  M 

08263 
ZYABKINA,  AQ 

06783 
ZYDOWIOZ,  L 
08517 


YADAV,  M 

08122* 
YANADA,  R 

061tli9 
YAMAOATA,    T 

08801 
YAMAQUOHI,  M 

081i37 
YAMAMOTO,    Y 

O63I17 
YAMAZAKI,    S 

O8I13I      O8I1S3 
YANNONI,    0 

0621ill« 
YAP,    3 

08523* 
YATVIN,  MB 

06253 
YAVICOLI,  OA 

08719 
YOKOYAMA,  I 

06565 


SUBJECT  INDEX 

NUMBERS  FOLLOWED  BY  AN  ASTERISK  {'■<)    REFER  TO  ABSTRACTS  IM  THE  TEXT.   OTHER  NUMBERS  REFER  TO  CITATIONS  ONLY. 


ABDOMEN  ANOINA 

SEE   MESENTERY  VASCUIAB  DISEASES 
ABDOMEN  ANQIOQRAFHY 

08311   08829* 
ABDOMEN  CANCER 

08980 
ABDOMEN  DIAQNOSIS 

08319   08326   08SS2   08951 
ABDOMEN  DISEASES 

089S2 
ABDOMEN  ENDOSCOPY 

08306 
ABDOMEN  HERNIA 

08536   08809 
ABDOMEN  IN  CHILDREN 

08326   08950   08951   08982 
ABDOMEN  INFECTIONS 

SEE   PERITONITIS 
ABDOMEN  PAIN 

08326   08902   08950   08951 
ABDOMEN  PARACENTESIS 

SEE   ABDOMEN  DIAGNOSIS 
ABDOMEN  PERFORATION 

08826* 
ABDOMEN  RADIOLOGY 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
08663 


08826*  08839   08973 


08982 


ABDOMEN  SURGERY 
08552   089611 
ABDOMEN  TRAUMA 

08SU8   08559   

ABDOMEN  TRAUMA  IN  CHILDREN 

08830*  0883)1 
ABDOMEN, ACUTE 

08968   08981 
ABSCESSES, LIVER 
087811   08809 
ABSORPTION, AGE  EFFECTS  ON 

08122*  08130* 
ABSORPTION, AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 
08112*  08132   08134 
ABSORPTION, BILE  SALT 

08113* 
ABSORPTION, CALCIUM 

08632 
ABSORPTION. CARBOHYDRATE 

0813li   08616*  08638 
ABSORPTION, DRUG 

0811J*  08120*  08129*  08389* 
ABSORPTION. DRUG  EFFECTS  ON 

08119*  0821ll*  0821i2« 
ABSORPTION, ELECTROLYTE 

08116*  08121*  08290* 
ABSORPTION, FAT 

08616*  08960 
ABSORPTION. FATTY  ACID 

08117*  08629 
ABSORPTION, GALACTOSE 

08118* 
ABSORPTION, GALLBLADDER 

08128* 
ABSORPTION. GLUCOSE 

08116* 
ABSORPTION, IRON 
08293*  08U13 
ABSORPTION. LARGE  INTESTINE 

08115*  081211*  08133 
ABSORPTION. LIPID 

08119*  08521*  08621* 
ABSORPTION. LIVER 

0823U*  082711 
ABSORPTION. MAGNESIUM 

08625 
ABSORPTION. POTASSIUM 

08126* 
ABSORPTION. PROTEIN 

08135   08616* 
ABSORPTION. SMALL  INTESTINE 

08112*  08113*  081111*  08115*  08117* 

08122*  08123*  0812S*  08126*  08131 
ABSORPTION. SODIUM 

08133 
ABSORPTION. STOMACH 

08120*  08180*  08389* 
ABSORPTION, VITAMIN 

08127* 
ABSORPTION. VITAMIN  B12 

08125* 
ABSORPTION. WATER 

08116*  08121*  08133 
ACETYLCHOLINE 

08169* 


08118*  06120*  08121* 
08577 


OOACHALASIA 

08336*  oesoii 

AOHLORHYDRIA 

OSlill      08l471l 
ACID    PHOSPHATASE 

08269 

*"S8f3?'"8uiron65*  08167*  06169*  08171*  06173*  08in* 
ol"ll   06176*  08i77*  06179*  06161*  0818U*  06165*  08186* 
08187*  0619li   08289*  O83U   08U27   08U77*  081i60*  06U89 
08509 
ACID  SYNTHESIS, LIVER  NUCLEIC 

08253 
ACIDOSIS 

08197* 
ACUTE  ABDOMEN 

08968   08981   08982 
ACUTE  HEPATITIS 

08856 
ACUTE  PANCREATITIS 

087ll2*    O67I16      0871l9 
ADHESIONS 

085UO 
ADRENAL  GLANDS 

08U97 
ADRENERGIC  AGENTS 

08143*  06179* 
ADRENERGIC  BLOCKING  AGENTS 

081113*  06179* 
AFLAIOXIN 
08238* 
AGE  EFFECTS  ON  ABSORPTION 

06122*  06130* 
AGE  EFFECTS  ON  GASTROINTESTINAL  TRACT 

08135   0891lS   069U6 
AGE  EFFECTS  ON  LIVER 

06258   08262   08273 
AGE  EFFECTS  ON  PANCREAS 

08208 
AGE  EFFECTS  ON  STOMACH 

081U7   08163* 
AGE  FACTORS 

08087*  08296   08912 
AGE  FACTORS  IN  PEPTIC  ULCERS 

08U90 
ALBUMIN 

08867* 
ALCOHOL 
SEE   FATTY  LIVER 
SEE   PANCREATITIS 
ALCOHOL  EFFECTS  ON  LIVER        „..,,^  „««-*   n8&«7# 
08226*  08277   08262   08803   08623*  O6856   08667* 
ALCOHOLIC  STEATOSIS 

08856 
ALKALINE  PHOSPHATASE 

08286* 
ALLERGIES 

SEE   IMMUNOLOGY 
AMEBIASIS 
08967* 
AMEBIASIS  DIAGNOSIS 

0672U 
AMEBIASIS  TREATMENT 

086SU*  08991 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION 
08112*  O8I32   08134 
AMINO  ACID  METABOLISM 

0819U   06209 
AMINO  ACID  METABOLISM, LIVER 

08257 
AMMONIA  EXCRETION, LIVER 

08225* 
AMYLASE  SECRETION, PANCREAS 

08203* 
ANASTOMOSIS 

08433   06465   06677 
ANASTOMOTIC  ULCERS 

08464 
ANEMIA 
SEE  ALSO   LIVER  DISEASES 

06366   06933* 
ANEMIA, QASTHEOTOMY-INDUCED 

08413   08503 
ANEMIA, HEMOLYTIC 

08878 
ANEMIA, IRON-DEFICIENCY 

06966* 
ANEMIA, PERNICIOUS 

06390*  08411   08452 
ANEURYSMS, AORTIC 

08571 
ANGINA, ABDOMEN  „,....-. 

SEE   MESENTERY  VASCULAR  DISEASES 


000000000 


ANQIOaBAPHy 

08S«8 
ANQIOQRAPHY  IN  CANCER  DIAGNOSIS 

08735   08777 
ANGIOQRAPHy, ABDOMEN 

08311   08829* 
ANQIOGRAPHY, LARGE  INTESTINE 

0666k 
ANGIOGRAPHY, LIVER 

08830*  0898S* 
ANGIOGRAPHY, MESENTERY 

08712   08720 
ANGIOGRAPHY, PANCREAS 

0873S 
ANGIOQRAPHY, SMALL  INTESTINE 

08563 
ANGIOMA 

086611 
ANOMALIES, ANUS 

086U7* 
ANOMALIES, CONGENITAL 

083li2   08356   08382   081(01   081(29   081ii;5   081(72   089S8 
ANOMALIES, EUOEENUM 

08SU2   08550   08590   08591 
ANOMALIES, GALLBLADDER 

08591   08710 
ANOMALIES, LARGE  INTESTINE 

08710 
ANOMALIES, SMALL  INTESTINE 

08620* 
ANOMALIES, STOMACH 

081(29   081(55 
ANORECTAL  SURGERY 

08673 
ANTACIDS 

08166*  081(77* 
ANTIBIOTICS 

08120*  081(83*  08S33   08825* 
ANTIBODIES 

08122* 
ANTIBODY, GASTRIC  PARIEIAL-CELI 

08390* 
ANTIBODY, INTRINSIC  FACTOR 

08390* 
ANTISPASMODICS 

08095 
ANTRECTOMY 

08099 
ANUS  ANOMALIES 

0861(7* 
ANUS  DISEASES 

08660* 
ANUS  FISSURES 

0861(7* 
ANUS  IN  CHILDREN 

0861(7* 
ANUS  MORPHOLOGY 

08660* 
ANUS  MOTILITY 

08660* 
ANUS  NEOPLASMS. MALIGNANT 

08697 
ANUS  SPHINCTER 

08660* 
ANUS  TREATMENT 

0861(9* 
AORTIC  ANEURYSMS 

08571 
APPENDICITIS 

08668   08676 
APPENDICITIS  COMPLICATIONS 

08683 
APPENDICITIS  DIAGNOSIS 
06680   08681   08669 
APPENDICITIS  EPIDEMIOLOGY 

08676 
APPENDICITIS  TREATMENT 

08678   08690 
APPENDIX 

08659*  08682 
APPENDIX  CANCER 

08709 
APPENDIX  CYSTS 

08702 
APPENDIX  SURGERY 

0861(5*  08667   08668   08670   06678   08679   08688   08690 
08702 
ASCITES 
SEE  ALSO   CIRRHOSIS 
08969 
ASCITES  IN  CIRRHOSIS 

O686I1*  06666* 
ATRESIA, BILIARY  TRACT 
08869 


06681(   08708   O6717 


ATRESIA, ESOPHAGUS 

0631(2 
ATROPHIC  GASTRITIS 

08i03   081(80* 
ATHOPHINE 

081(81* 
AUTONOMIC  NERVOUS  SYSTEM 

081(86*  06950 

BACTERIA 

06789   08791 
BACTERIAL  TOXINS 

08527* 
BANTI3  DISEASE 

081(1(6 
BENIGN  ESOPHAGUS  NEOPLASMS 

06359 
BENIGN  GALLBLADDER  NEOPLASMS 

06892 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

O87O6 
BENIGN  STOMACH  NEOPLASMS 

08l(ll(   08US9 
BEZOARS 

08371(   08398   08529* 
BICARBONATE  SECRETION, PANCREAS 

08197*  08198*  08201* 
BILE 

061(82*  0871(0* 
BILE  ACID  METABOLISM 

0821(0*  08265*  08589   087SS» 
BILE  ACIDS 

08255 
BILE  ACIDS  AND  SALTS 

08792 
BILE  ANALYSIS 

08220*  06221*  08930 
BILE  COMPOSITION 

08128*  06211   06213*  06216*  06219*  06251*  O868S* 
BILE  METABOLISM 

06128*  08861(* 
BILE  METABOLITES, URINARY 

08328 
BILE  PERITONITIS 

08920 
BILE  PIGMENTS 
SEE  ALSO   CHOLESTASIS 
06221* 
BILE  PIGMENTS  IN  JAUNDICE, SERUM 

08758* 
BILE  SALT  ABSORPTION 

O8II3* 
BILE  SALT  METABOLISM 

06521* 
BILE  SALTS 
SEE  ALSO   BILE  ACIDS  AND  SALTS 
08117* 
BILE  SECRETION 

O82I9*  06232*  0621(6*  06266   06681(* 
BILE  SECRETION, DRUG  EFFECTS  ON 

0621(1(«  086ei(* 
BILE, DIGESTIVE  ACTION  OF 

08755* 
BILIARY  DISEASE  TREATMENT 

08906 
BILIARY  DISEASES 

08755* 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE.  CHOLELITHIASIS 
BILIARY  TRACT  ATRESIA 

08869 
BILIARY  TRACT  CANCER 

06909 
BILIARY  TRACT  CYSTS 

08903 
BILIARY  TRACT  DIAGNOSIS 

08906 
BILIARY  TRACT  DISEASES 
06897   06910   08927 
BILIARY  TRACT  FISTULAS 

081(91   08698 
BILIARY  TRACT  INJURIES 

08919 
BILIARY  TRACT  MOTILITY 

08927 
BILIARY  TRACT  NEOPLASMS, MALIGNANT 

O6923 
BILIARY  TRACT  OBSTRUCTION 

08921( 
BILIARY  TRACT  STRICTURE 

06766* 
BILIARY  TRACT  SURGERY 

06219*  06686*  06888*  06893   08897   06903   06905   08908 
06919   0692l( 
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BILIARY  TRACT, DPUQ  TREATMENT  OF 

06910 
BILIARY  TRACT, rOREION  BODIES  IN 

08866* 
BILIRUBIN  METABOLISM 

0821li*  08220*  0821iU»  08266 
BIOCHEMISTRY, LIVER 

08102   08223*  082S6   08272 
BIOCHEMISTRY, PANCREAS 

08199*  08201i« 
BIOCHEMISTRY. SMALL  INTESTINE 

0828U* 
BIOPOTENTIALS, QASTROINTESTINAL 

08138*  08139*  0811i«   08II18 
BIOPSY, DUODENUM 

08323 
BIOPSY, LARGE  INTESTINE 

08706 
BIOPSY, LIVER 

08317   08770   08821 
BIOPSY, SMALL  INTESTINE 

08633 
BIOPSY, STOMACH 

08313      O8I1I6      081)22 
BLEEDINO 

SEE   ESOFHaQUS  VARICES 
BLEEDINO  DIAGNOSIS 

08312   08320 
BLEEDINO  DIAONOSIS,RADI0L0QY  IN 

O8309 
BLEEDINO  ETIOLOQY 

O86I16*  06699 
BLEEDINO  IN  CHILDREN 

08929 
BLEEDIN6  PEPTIC  ULCERS 

O8SII1   0893k* 
BLEEDINO  TREATMENT 

063S2   06360   061i07   0861i6*  06830*  08959 
BLEEDING, QASTROINTESTINAL  .,  ^ 

08309   06312   08320   06366   08li07   06U21   O8S68   O66U6* 
0866U   08699   0871S   08822   06929   08931i*  08957   08959 
08970 
BLIND  LOOP  SYNDROME 

08569 
BLIND  LOOP-INDUCED  SECONDARY  MALABSORPTION 

08125*  06S«9 
BLOCKINQ  AGENTS, ADRENERQia 

081li3*  08179* 
BLOOD  COAGULATION 

0893lk«  069118 
BLOOD  COAGULATION  IN  CIRRHOSIS 

oesiii 

BLOOD  COAGULATION  IN  LIVER  DISEASES 

0861U 
BLOOD  QROUP  SECRETOR  STATUS 

08517 
BONE  DISEASES 

08339   08396 
BUDD-CHIARI  SYNDROME 

08768* 

CALCIUM 

087U2* 
CALCIUM  ABSORPTION 

08632 
CALCIUM  METABOLISM 

08537   06625 
CALCULI, QASTROINTESTINAL 

06530* 
CANCER  CHEMOTHERAPY 

06819 
CANCER  DIAGNOSIS  ,       _.,^,   „.eo^ 

08310   O63I17   08370   06372   08397   O8I1O2   081jS3   08566 

06705   08765*  08907   08969 
CANCER  DIAGNOSIS, ANGIOGRAPHY  IN 

08735  08777 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

O8I13I1   087<6* 
CANCER  EPIDEMIOLOGY 

O8I1UO   OSlilll   08m2   08652*  08726* 
CANCER  ETIOLOGY 

08576   08675 
CANCER  METABOLISM 

08786   08801 
CANCER  PATHOLOGY 

08691 
CANCER  SURGERY 

08H23   0861i8«  06697   08729   08907   06909   08980 
CANCER  SURVIVAL  RATES 

06651*  08652* 
CANCER  TREATMENT, RADIOTHERAPY  IN 

08363 
CANCER, ABDOMEN 

08980 


08370   06371 


08691   06692 


O8I1O2 
06U60 


06U23 
081t69 


O6I13I 
06U76 


08262   08760* 


CANCER, APPENDIX 

06709 
CANCER, BILIARY  TRACT 

O69O9 
CANCER, DISEASES  ASSOCIATED  WITH 

08933* 
CANCER, ESOPHAGUS 

083U9   08363   08369 
CANCER, GALLBLADDER 

O8907   06918   08923 
CANCER, GASTROINTESTINAL 

08302 
CANCER, LARGE  INTESTINE 
06586   08652*  08665 
CANCER, LIVER 

06651*  08675 
CANCER, METABOLIC  CHANGES  IN 

06800 
CANCER, METASTATIC 

06339   08396   O66SI*  08658*  08699 
CANCER, PANCREAS 

06728* 
CANCER, SMALL  INTESTINE 

06566 
CANCER, STOMACH 

06369   06396   06399 
08U52   08U53   06U5U 
CARBOHYDRATE  ABSORPTION 

0813U   08616*  06638 
CARBOHYDRATE  METABOLISM 

08108   0861U* 
CARBOHYDRATE  METABOLISM, LIVER 
08252   082511   08265   08260 
CARCINOGENS 

06212*  06222*  06238*  082U3* 
CARCINOID  SYNDROME 
SEE   CARCINOIDS 
SEE   SEROTONIN 
CARCINOIDS 

06656*  06955 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

0821l6*  0821t8«  0833U*  061i86*  06532 
067611*  08768*  08871 
CATECHOLAMINE  METABOLISM 

08956 
CELIAC  DISEASE 

08617*  08620*  08615   06616   0861(1 
CENTRAL  NERVOUS  SYSTEM 

08092   08178*  06267   06753*  06763*  06998 
CHEMICAL  COMPOSITION, LIVER 

0822U*  08267 
CHEMICAL  TOXINS 
SEE   TOXIC  EFFECTS  ON  LIVER 
SEE   TOXIC  EFFECTS  ON  STOMACH 
CHEMOTHERAPY, CANCER 

08819 
CHILDREN, ABDOMEN  IN 

08326   08950   08951   08962 
CHILDREN, ABDOMEN  TRAUMA  IN 

06830*  O883I1 
CHILDREN, ANUS  IN 

066U7* 
CHILDREN, BLEEDINO  IN 

06929 
CHILDREN, CHOLECYSTITIS  IN 

08989 
CHILDREN, CIRRHOSIS  IN 

08783   08676   08677 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

08626   089U3   0891lll 
CHILDREN, DIGESTION  IN 

06969 
CHILDREN, DUODENUM  IN 

08291*  06323   06U01t   06Sll5 
CHILDREN, ENTERITIS  IN 

08525*  08563   08565   O66O8 
CHILDREN, ENTEROCOLITIS  IN 

08962 
CHILDREN, ESOPHAGUS  IN 

08332*  08337 
CHILDREN, GALLBLADDER  IN 

08921 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

0632)1   06325   069ll9 
CHILDREN, HEPATITIS  IN 

08760   08763   08832   08835   O885I1 
CHILDREN, LARGE  INTESTINE  IN 

06672   O67II1 
CHILDREN, LIVER  IN 

O878I1   08785   08791   08610 


08875   08918 


08U37 
08819 


08^50 


0851i3   08759*  06761* 


06933* 


CHIIDREK, MALABSORPTION  IN 

08«26   08429   08«31l 
CHILDREN, PANCREAS  IN 

08785 
CHILDREN, PARASITIC  DISEASES  IN 

08989   08990*  08992   0B998 
CHILDREN, SHIQELLOSIS  IN 

0891*3 
CHILDREN, SMALL  INTESTINE  IN 

0861S#  08«33 
CHILDREN, STOMACH  IN 

08291*    08391i»    081i01i      081i71 
CHILDREN, SUROERX    IN 

08307 
CHILDREN, ULCERATIVE  COLITIS  IN 

08721* 
CHILDREN, VIRAL  HEPATITIS  IN 

086UA* 
CHOLANOIOQRAPHY 

08303   0830S   08329   08766*  08913 
CHOLANQITIS 

08896 
CHOLECYSTECTOMY 
SEE  ALSO   OALLBLADDER  SURQERY 
08921  08928 
CHOLECYSTITIS 

08891   08895   08911 
CHOLECYSTITIS  DIAGNOSIS 

08915   08916 
CHOLECYSTITIS  IN  CHILDREN 

08989 
CHOLECYSTITIS  TREATMENT 

08891   08899   08916 
CHOLECYSTOQRAPHY 

08900  08913 
CHOLECYSTOKININ 

08901; 
CHOLEDCHOLITHIASIS 

08893 
CHOLEDOCHOLITHIASIS 

06766* 
CHOLELITHIASIS 

08885* 
CHOLELITHIASIS  COMPLICATIONS 

08539   0889a   08922 
CHOLELITHIASIS  ETIOLOGY 

08931 
CHOLELITHIASIS  PATHOLOGY 

08917 
CHOLELITHIASIS  SURGERY 

08887* 
CHOLERA 

08558 
CHOLESTASIS 

088211*  O868I1*  08926 
CHOLESTEROL 

SEE   LIVER  METABOLISM 
CHOLESTEROL  METABOLISM, LIVER 

082UO*  08885* 
CHROMIC  HEPATITIS 

088114   08868   08869   08670   06977 
CHRONIC  PANCREATITIS 

087li9  08750   08751 
CIRCADIAN  RHYTHM 

08283  08995 
CIRCADIAN  RYTHM 

08151* 
CIRCULATION, GASTROINTESTINAL 

0891l7 
CIRCULATION. LIVER 

06235*  08759*  08829* 
CIRCULATION, MESENTERY 

08527* 
CIRCULATION, PORTAL 

08087*  06100   08762*  0876U*  O8797   O8970 
CIRCULATION, SMALL  INTESTINE 

08123* 
CIRCULATION, STOMACH 

0810U 
CIRRHOSIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


ASCITES 

ESOPHAGUS  VARICES 
LIVER  COMA 
PORTAL  HYPERTENSION 
06865»  06872   08871i   08875 
CIRRHOSIS  COMPLICATIONS 

08879 
CIRRHOSIS  DIAGNOSIS 

08765*  088611* 
CIRRHOSIS  ETIOLOGY 

06876   06880 
CIRRHOSIS  IMMUNOLOGY 

06783  06816  08677  O8883 


08682   08977  08996 


CIRRHOSIS  IN  CHILDREN 

08783  08876  08877 
CIRRHOSIS  TREATMENT 

08620   06879   08881 
CIRRHOSIS, ASCITES  IN 

0886U*  08666* 
CIRRHOSIS, BLOOD  COAGULATION  IN 

O68II1 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

08671   O8676 
CIRRHOSIS, EXPERIMENTAL 

06235* 
CIRRHOSIS, METABOLIC  CHANGES  IN 

06865*  08666*  O6867*  06872 
CIRRHOSIS, POSTNECROTIC 

06873 
COLITIS 
SEE   ENTERITIS 
SEE   ENTEROCOLITIS 
SEE   REGIONAL  ENTERITIS 
COLITIS  DIAGNOSIS, RADIOLOGY  IN  ULCERATIVE 

08722* 
COLITIS  DIAGNOSIS, ULCERATIVE 

0672U 
COLITIS  EPIDEMIOLOGY, ULCERATIVE 

06655* 
COLITIS  IN  CHILDREN, ULCERATIVE 

06721* 
COLITIS  SURGERY, ULCERATIVE 

086146*  08655*  08726 
COLITIS  TREATMENT, ULCERATIVE 

06721* 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

086143*  06721*  08725 
COLITIS, GRANULOMATOUS 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS, ULCERATIVE 

O86I42   086U3*  08655*  O6725 
COLLAGEN  DISEASES 

O86I7* 
COLON, CROHNS  DISEASE  OF 

08696   08720  08722*  087a3« 
COLON, IRRITABLE 

085S7 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

06250*  08799 
COMPUTERS  IN  DIAGNOSIS 
08255*  08316   06321 
CONGENITAL  ANOMALIES 

083142   06356   06382   OBI4OI   O8I429   081455   081472   08958 
CONSTIPATION 

O89I16 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

O882I4* 
CONTRAST  MEDIA 

0826U   08331   08900 
COPPER  METABOLISM 

08159 
CORTICOSTEROIDS 

0811U*  08237*  08727*  08855 
CROHNS  DISEASE 

06602*  06603*  O66OI4*  O66OS*  06607   08609   08610   08611 
08612   08613   O86I42   086148*  08656*  08666 
CROHNS  DISEASE  OF  COLON 

06696   06720   06722*  06723* 
OUSHINQS  SYNDROME 

08178* 
CYSTADENOCARCINOMA 

08732 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, APPENDIX 

08702 
CYSTS, BILIARY  TRACT 

08903 
CYSTS, LARGE  INTESTINE 

08653* 

CYSTS, LIVER 

06985* 

DIABETES  MELLITUS 

08770  08767  O89SI4 
DIAPHRAGM 
SEE   DIAPHRAGM  HERNIA 
SEE   HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

08378   08505 
DIARRHEA 

O89I46  08983 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 
08626  069143  O69I4I4 


DIETARY  EEFIOIENOIES 

08282   08«21»  088«7* 
DIETARY  DEFIOIENOIES  IN  MALABSORPTION 

08520* 
DIETARY  FACTORS  „  , 

08130*  08133   06139*  08177*  08185*  08203*  08262 
08286*  O8I1O6   081(78*  O8I18I*  06885* 
DIETARY  MALABSORPTION  TREATMENT 

08613   08889   08932* 
DIETETIC  THERAPY 

089US   08971 
DIGESTION 
SEE  ALSO   BILE 
0831i6 
DIGESTION  IN  CHILDREN 

08989 
DIGESTION, PROTEIN 

08166* 
DIGESTIVE  ACTION  OF  BILE 

067SS* 
DISAC0HARIDASE3, SMALL  INTESTINE 

O86I8*  08968* 
DISEASES  ASSOCIATED  WITH  CANCER 

08933* 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

08871   08878 
DISEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

08933*  089SU 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

08870 
DISEASES  ASSOCIATED  WITH  LIVER 

08801(   08805   08977 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

06617*  08628 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

08505 
DISEASES  ASSOCIATED  WITH  REGIONAL  ENTERITIS 

08601*  O86I13*  0671l3« 
DISEASES  ASSOCIATED  WITH  SMALL  INTESTINE 

06526*  08537 
DISEASES  ASSOCIATED  WITH  DLCEHATIVE  COLITIS 

086U3*  06721*  08725 
DISEASES  IN  CHILDREN. PARASITIC 

08989   08990*  06992   08996 
DISORDERS, STOMACH  SECRETION 

08U711 
DIVERTICULA, DUODENUM 

08576 
DIVERTICULA, ESOPHAGUS 

OSSliH   06:iil  _5836J.   08362 
DIVERTICULA, LARGE  INTESTINE 

086UU*  086U6*  06693 
DIVERTICULA, SMALL  INTESTINE 

08579   08627 
DIVERTICULITIS, LARGE  INTESTINE 

08650*  08670   06691i 


06283 


083611   08365  08377 


08587   08592 


DIVERTICULUM, MEOKELS 

06530*  085U7   08572 
DIVERTICULUM, ZENKER3 

08377 
DRUG  ABSORPTION 

08115*  08120*  08129*  06389* 
DRUG  EFFECTS  ON  ABSORPTION 

08119*  O82I1I*  082U2* 
DRUG  EFFECTS  ON  BILE  SECRETION 

0821(1;*  06861(* 
DRUG  EFFECTS  ON  LIVER 

08237*  0621(3*  0621(5*  08276 
DRUG  EFFECTS  ON  PANCREAS 

08200* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

06151* 
DRUG  EFFECTS  ON  STOMACH 

06129*  08181*  08205*  08387*  061(62 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

06181(«  08Ue9 
DRUG  METABOLISM 

0821(1*  0821(2* 
DRUG  METABOLISM, LIVER 

06222*  08228*  0821l3*  0821(S*  08278 
DRUG  TREATMENT  OF  BILIARY  TRACT 

O89IO 
DRUG  TREATMENT  OF  LARGE  INTESTINE 

08666 
DRUG  TREATMENT  OF  LIVER 

06620 
DRUG  TREATMENT  OF  SMALL  INTESTINE 

08666 
DRUG  TREATMENT  OF  STOMACH 

081(68 
DRUG  TREATMENT  OF  ULCERS 

081(85* 
DRUG-INDUCED  LIVER  INJURIES 

oeeto 


06775  06619  06625* 


DRUG-INDUCED  ULCERS 

081(79* 
DRUGS  IN  LIVER  INJURIES, CONTRACEPTIVE 

06e21(* 
DUCTS, PANCREAS 

06733 
DUMPING  SYNDROME 

06550 
DUMPING  SYNDROME, GASTRECTOMY-INDUCED 

06503   06512 
DUODENITIS 

06553   08563 
DUODENUM  ANOMALIES 

085U2   08550   06590   08591 
DUODENUM  BIOPSY 

08323 
DUODENUM  DIAGNOSIS 

06523* 
DUODENUM  DIVERTICULA 

06576 
DUODENUM  FISTULAS 

081(91   08665   08966 
DUODENUM  IN  CHILDREN 

08291*  06323   081(01(   08S1(5 
DUODENUM  INJURIES 

0851(5 
DUODENUM  MOTILITY 

oeiuu 

DUODENUM  NEOPLASMS 

08563 
DUODENUM  NEOPLASMS, MALIGNANT 

08581   08593   08729 
DUODENUM  OBSTRUCTION 

08392*  08523*  08891( 
DUODENUM  PATHOLOGY 

0611(1(   06597 
DUODENUM  PERFORATION 

O6SI18 
DUODENUM  RADIOLOGY 

08315  oeuou  061(1(7  08581  08597 


DUODENUM  ULCERS 

08393*  081(36   061(1(7 

081(96   08500   08509 
DYSENTERY 
SEE  ALSO   AMEBIASIS 

0891(2   08978 
DYSENTERY  DIAGNOSIS 

08706 
DYSPHAGIA 

0637J4 


EDEMA 

08595   08637   08763* 
ELECTROLYTE  ABSORPTION 

06116*  06121*  06290* 
ELECTROLYTE  METABOLISM 

08716 
ELECTROLYTE  METABOLISM, LIVER 

O69I7 
ELECTROLYTE  SECRETION, PANCREAS 

06205* 
ELECTROLYTE  SECRETION, STOMACH 

06205*  08290* 
ELECTROLYTES, SERUM 

06205*  08917 
ELECTROPHORESIS 

08151(*  081S8   0820l(* 
EMBRYOLOGY 

08085*  08255 
ENCEPHALOPATHY, HEPATIC 

08779 
ENDOMETRIOSIS 

08S7U 
ENDOSCOPY 

O83O7 
ENDOSCOPY, ABDOMEN 

06306 
ENDOSCOPY, ESOPHAGUS 

06356   06366 
ENDOSCOPY, GASTROINTESTINAL 

08301( 
ENDOSCOPY, SMALL  INTESTINE 

06553   08738 
ENDOSCOPY, STOMACH 

08291*  081(19   061(22   08565 
ENEMA 

08672 
ENTERITIS 
SEE  ALSO   ENTEROCOLITIS 
0691(0* 
ENTERITIS  IN  CHILDREN 

08525*  08583   08585   O86O8 
ENTERITIS  PATHOLOGY 
06607   0891(0* 


061(77*  061(61*  081(82*  O8U6U*  08U86 
08511   08S11(   08515   08517 


EMTE8IIIS,DISIA9ZS  ASSOCIATED  WITH  REOIONAL 

oa«01»  0861i3«  087ll3» 
ENTERITIS, REOIQMAL 

08«01«  08604   08<li3«  0871t3« 
ENTEROOOIITIS 

08961 
BNTEROOOLITIS  EPIDEHIOLOOY 

08961 
SNTEROOOLITIS  KIIOLOQY 

08525* 
ENTEROCOLITIS  IN  CHILDREN 

08962 
ENTEROCOLITIS  NECROTICANS 

08525*  08657* 
ENTEROCOLITIS  PATHOLOCY 

08657* 
ENTEROCOLITIS  TREATMENT 

08533 
ENTEROCOLITIS, STAPHYLOCOCCAL 

08657* 
ENZYME  SECRETION. PANCREAS 

08198*  08202*  082C1|*  08207 
ENZYME  TREATMENT  OF  QASTROINTESTINAL  TRACT 

081171, 
ENZYMES 
SEE  ALSO 
SEE  ALSO 

08850 
ENZYMES, LAROE  INTESTINE 

08108 
ENZYMES, LIVER 

08081*  08110 

08261   08265 

08280   08283 
ENZYMES, LIVER  SERUM 

SEE   ALKALINE  PHOSPHATASE 
ENZYMES, PANCREAS 

08199*  08888* 
ENZYMES, PLASMA 

08727*  08953 
ENZYMES, SALIVARY  QLAND 

08152*  08156 
ENZYMES, SERUM 

08286*  08859   08888*  08895 
ENZYMES, SMALL  INTESTINE 


PANCREAS  SECRETION 
STOMACH  SECRETION 


08233*  08236*  08238*  082113*  0821lli*  0821)9* 
08269   08270   08271   08272   0827U   06279 
087S<*  08800   08817 


08935*  08936* 


08092   08093   08108   08281,*  08286*  08288 
ENZYMES, STOMACH 

08080*  08083*  08097   081,71   081,e3» 
ENZYMES, URINARY 

08935*  08936* 
ESCHERICHIA  COLI 

08556   08962   08983 
ESOPHAQITIS 

08385 
ESOPHAODS 
SEE   ACHALASIA 
SEE   HIATUS  HERNIA 
ESOPHAGUS  ATRESIA 

Oe3U2 
ESOPHACUS  CANCER 

0831,9  06363  08369  06370  06371 
ESOPHAQUS  DIAONOSIS 

08335*  08381 
ESOPHAQUS  DISEASES 

08332*  06350  08353  O8366 
ESOPHAGUS  DIVERTICULA  ' 

0831,1,  06351  08361  08362  08361,  08365  08377 
ESOPHAQUS  ENDOSCOPY 

06358  08386 
ESOPHAQUS  FISTULAS 

0831,2   06382 
ESOPHAQUS  IN  CHILDREN 

06332*  08337 
ESOPHAGUS  INJURIES 

06375 
ESOPHAGUS  MANOMETRY 

06336* 
ESOPHAGUS  MOTILITY 

08136*  0611,5   08332* 
ESOPHAQUS  NEOPLASMS 

O8376 
ESOPHAGUS  NEOPLASMS, BENIQN 

O8359 
ESOPHAGUS  NEOPLASMS, MALIGNANT 

08339  063113  083k7  06372  08373  06383 
ESOPHAGUS  PERFORATION 

0633H*  083Slt 
ESOPHAQUS  PROSTHESIS 

0831,3 
ESOPHAQUS  RADIOLOGY 

0631,1,   08361, 
ESOPHAQUS  REFLUX 

06136*  08335* 


ESOPHAGUS 

SPHINCTER 

08136* 

08336* 

ESOPHAQUS 

STRICTURE 

06338 

08356   08385 

ESOPHAQUS 

SURGERY 

06338 

083UO   083U1 

0831,3   083ltS 

0831)6 

0631,8 

083SU 

OB359   08368 

08375  08379 

08381 

061)10 

ESOPHAGUS 

TREATMENT 

08355 

08365 

ESOPHAGUS 

ULCERS 

08331,* 

ESOPHAQUS 

VARICES 

08333* 

08352   06360 

08380   08381, 

087SU* 

08796 

ETHIONIHE 

08231* 

ETHNIC  FACTORS 

089UU 

EXCRETION, 

LIVER  AMMONIA 

0822S* 

EXPERIMENTAL  CIRRHOSIS 

08235* 

EXPERIMENTAL  PANCREATITIS 

0871,0* 

087U1* 

EXPERIMENTAL  SURGICAL  TECHNIQUES 

08077# 

0831,9 


08861)* 


FAMILIAL  DISEASES 

08752*  08753*  06757*  08760*  08939*  0891)7 
FAT  ABSORPTION 

08616*  08960 
FATS 
SEE   DIGESTION 
SEE   LIPID  ABSORPTION 
SEE   LIVER  LIPID  METABOLISM 
SEE   MALABSORPTION 
FATTY  ACID  ABSORPTION 

08117*  08629 
FATTY  LIVER 

08227*  08273   08277   08771l 
FECES 

08316   087111 
FIBROSIS 

08972 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISSURES, ANUS 

0861)7* 
FISTULAS. BILIARY  TRACT 

081)91   08898 
EISTUlASjDUODENUM 

081)91   08665   08966 
FISTULAS. ESOPHAQUS 

0831)2   08382 
FISTULAS. GALLBLADDER 

06698 
FISTULAS, GASTROINTESTINAL 

061)61)   08966 
FISTULAS, LARGE  INTESTINE 

08651)*  08665   06700 
FISTULAS, LIVER 

06629*  06871, 
FISTULAS, PANCREAS 

08731 
FISTULAS. STOMACH 

081,56 
FOREIGN  BODIES  IN  BILIARY  TRACT 

08866* 
FRUCTOSE 

08631   08752*  06602 
FUNGUS  DISEASES 

08952 

GALACTOSE  ABSORPTION 

08118* 
GALLBLADDER 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
GALLBLADDER  ABSORPTION 

06128* 
GALLBLADDER  ANOMALIES 

08591   08710 
GALLBLADDER  CANCER 

06907   08918   08923 
GALLBLADDER  DIAGNOSIS 

06292*  08318   08928   08930 
GALLBLADDER  DISEASES 

06930 
GALLBLADDER  FISTULAS 

08898 
GALLBLADDER  IN  CHILDREN 

06921 
GALLBLADDER  NEOPLASMS 

08901,   08925 


08U18      08li6«      O8I17I      08S18 


OALLBLADDER  NEOPLASMS, BENIQN 

08892 
OALLBLADDER  NEOPLASMS, MALIQNANT 

08890   089111 
GALLBLADDER  RADIOLOQIf 

08892   0891S 
GALLBLADDER  3URQERK 

08911   08912 
GALLBLADDER  VOLVULUS 

08920 
GALLBLADDER, NERVOUS  CONTROL  OF 

08901 
OASTRECTOMK 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIQNANT  STOMACH  NEOPLASMS 

08399   O8I1O6  O8I1O9   081i26   081i33  08506  08511   08931 

08960 
GASTRECTOMY  COMPLICATION  TREATMENT 

O8UO9 
GASTRECTOMY  COMPLICATIONS 

08U60   081i61   081i63   081i«li   08U6S   08529* 
GASTRECTOMY-INDUCED  ANEMIA 

O8I1I3   08503 
GASTRECTOMY-INDUCED  DUMPING  SYNDROME 

08503   08512 
GASTRECTOMY-INDUCED  MALABSORPTION 

08932* 
GASTRECTOMY-INDUCED  RECURRENT  ULCER 

08503 
GASTRECTOMY, CLINICAL  PE3ULTS  OF 

08503 
GASTRIC  ANALYSIS  IN  STOMACH  DIAGNOSIS 

08173* 
GASTRIC  ANALYSIS  TECHNIQUES 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 
08196 
GASTRIC  PARIETAL-CELL  ANTIBODY 

08390* 
QA3TRIN 

08116*  08161*  08169*  08175*  08177*  08182*  08163*  O8I8I1* 
081i77*  08U81*  08502   O8976 
GASTRITIS 

08389*  08395*  08UI6 
GASTRITIS  DIAGNOSIS 

08291*  06U12   08U57 
GASTRITIS  PATHOLOGY 

08U17 
GASTRITIS  TREATMENT 

08U66 
GASTRITIS^ATROPHIC 

O8I1O3   08U80* 
GASTRODUODENAL  ULCERS 

081i93  081i95   08508 
GASTROENTERITIS 
SEE   ENTERITIS 
SEE   ENTEROCOLITIS 
GASTROINTESTINAL  BIOPOTENTIALS 

08138*  O8I39*  O6II16   O8II18 
GASTROINTESTINAL  BLEEDING 

08309   08312   08320   O8366 
08661;   08699   O87IS   08822 
08970 
GASTROINTESTINAL  CALCULI 

08530* 
GASTROINTESTINAL  CANCER 

O8302 
GASTROINTESTINAL  CIRCULATION 

089117 
GASTROINTESTINAL  DIAGNOSIS 

08150  08316   08322 
GASTROINTESTINAL  DISEASES 

O832U   08U87*  08795   08936* 
GASTROINTESTINAL  ENDOSCOPY 

O83OU 
GASTROINTESTINAL  FISTULAS 

08U6U   08966 
GASTROINTESTINAL  HISTOLOGY 

08086*  O809I1   O8II12* 
GASTROINTESTINAL  IMMUNOLOGY 

08560 
GASTROINTESTINAL  LYMPHOGRAPHY 

O83OI 
GASTROINTESTINAL  MICROORGANISMS 

08285*  08288 
GASTROINTESTINAL  MORPHOLOGY 

08091 
GASTROINTESTINAL  MOTILITY 

08150 
GASTROINTESTINAL  MUCOSA 

08091 
OASIHOINIESTINAL  NEOPLASMS 

O89I18 
GASTROINTESTINAL  NEOPLASMS, MALIGN ANT 
08955  08956 


081t07 
08929 


O8I12I  08568 
089311*  08957 


O86I16* 
08959 


08967  08971   08979 


GASTROINTESTINAL  NEOPLASMS, VILLOUS 

0859U 
GASTROINTESTINAL  PERFORATION 

08532   089U9 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

08302   08325  08331 
GASTROINTESTINAL  SECRETION 

08159 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

089llS   089811 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

08085* 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

0832U  08325  089U9 
GASTROINTESTINAL  TRACT, AGE  EFFECTS  ON 

08135   089U5   O89I16 
GASTROINTESTINAL  TRACT, DISEASES  ASSOCIATED  WITH 

08933*  0895U 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

08li7U 
GASTROINTESTINAL  TRACT, NERVOUS  CONTROL  OF 

081U2* 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

089ill* 
GASTROINTESTINAL  ULTRASTRUCIURE 

O809I1 
GASTROINTESTINAL  WATER  METABOLISM 

081111*  081211*  089llO* 
GASTROSOOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 

08298   08308  08313  O8319   08420  08U66 
GASTROSTOMY 

08392* 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 

081511*  08391*  08555  08620*  08631 
GILBERTS  DISEASE 

08811 
GLUCAGON 

08193   08223*  08519* 
GLUCONEOGENESIS 

08252 
GLUCOSE  ABSORPTION 

08116* 
GLUCOSE  METABOLISM 

08522*  08861 
GLUCOSE  METABOLISM^IIVER 

08216* 
GLYCOGEN  STORAGE  DISEASE 

08756* 
GLYCOGEN, LIVER 

08103   08260   08752* 
GLYCOPROTEINS 

08153* 
GRANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 

HEIDENHAIN  POUCH  STUDIES 

08161t* 
HEMANGIOMA 

08376   08599   08797 
HEMATEMISIS 

08965 
HEMATOMA 

085U5  08715 
HEMOBILIA 

08923 
HEMOLYTIC  ANEMIA 

08878 
HEMORRHAGE 

08333*  08U21  08796  06957 
HEMORRHAGIC  PANCREATITIS 

O87I1I*  087U6 
HEMORRHAGIC  RECTOCOLITIS 

06701 

HEPATECTOMY 

SEE  ALSO   LIVER  REGENERATION 

06263 

HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 

06779 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUDD-CHIARI  SYNDROMS 
HEPATITIS 
SEE  ALSO   JAUNDICE 
SEE  ALSO   LIVER  COMA 
068U1 
HEPATITIS  COMPLICATIONS 
08635 


HEPATITIS  COMPLICATIONS, VIRAL 

08662 

HEPATITIS  CIAQNOSIS.VIfiAL 

08859 

HEPATITIS  EPIDEMIOLOQY. VIRAL 

OSeiiU*  08858 

HEPATITIS  ETIOLOGY 

08857 

HEPATITIS  ETIOLOQX, VIRAL 

oseitii* 

HEPATITIS  IMMUNOLOQX 

08783   08816   08860   08863   08868 
HEPATITIS  IMMUNOLOQK. VIRAL 

088US*  086U7* 
HEPATITIS  IN  CHILDREN 

08780   08783   08832   08835   0685li 
HEPATITIS  IN  CHILDREN, VIRAL 

0681(6« 
HEPATITIS  PATHOLOQK 

08669 
HEPATITIS  PATHOLOOY, VIRAL 

0861iU« 
HEPATITIS  PROPHYLAXIS, VIRAL 

0681(6* 
HEPATITIS  TREATMENT 

08620 
HEPATITIS  TREATMENT, VIRAL 

0861ili«   088li7«    08855 
HEPATITIS, ACUTE 

06656 
HEPATITIS, CHRONIC 

088Xli   08868   06869   0«670   08977 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

08670 
HEPATITIS, SERUM 

06851   06861 
HEPATITIS, TOXIC 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 

08823» 
HEPATITIS, VIRAL 

088U8   068U9   08650   08652   O6853   0885U   08861   06862 
HEPATOMA 

08766   08801 
HEPATOMEGALY 

06793   08810 
HERNIA 

SEE   DIAPHRAGM  HERNIA 
HERNIA, ABDOMEN 

08536   08609 
HERNIA. DIAPHRAGM 

08378   06505 
HERNIA, HIATUS 

08332*  08337   O63I1O   08366   08367   O8368   08381 
HERNIA, INGUINAL 

08937* 
HIATUS  HERNIA 

08332*  08337   0831iO   08366   06367   O8368   08381 
HIRSOHSPRUNGS  DISEASE 

08713 
HISTAMINE 

08170*  08165*  06195   08U1S 
HODGKINS  DISEASE 

O8368*  06718   08773 
HORMONAL  CONTROL  OF  LIVER 

08213*  08260 
HORMONAL  CONTROL  OF  PANCREAS 

06202* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

08165*  06171*  06185*  08192 
HORMONE  METABOLISM 

08183*  06230*  06239*  08276 
HYPERCHLORHYDRIA 

08176* 
HYPERGLYCEMIA 

06216* 
HYPERLIPEMIA 

08751 
HYPERTENSION  ETIOLOGY, PORTAL 

08762* 
HYPERTENSION  SURGERY, PORTAL 

087SU*  08759*  08796   08807 
HYPOXIA 

062U6* 

ICTERUS 

SEE   JAUNDICE 
ILEITIS 

08606 
ILEITIS, REGIONAL 

O6605* 
ILEOSTOMY 

08126*  O86I18* 
ILEUM 

08521* 


LARGE  INTESTINE  OBSTRUCTION 
SMALL  INTESTINE  OBSTRUCTION 


08790   06870 


O6I1II      08938* 


08752*  08760* 


ILEUS 
SEE  ALSO 
SEE  ALSO 

06571   0858)1 
ILEUS, MECONIUM 

08672 
IMMUNOGLOBULINS 

08598   06635 
IMMUNOLOGY 

0821t7*  08279 
IMMUNOSUPPRESSION 

06217*  06601(*  08827*  08938* 
INFARCTION 

SEE   CARDIOVASCULAR  SYSTEM 
INFECTIONS, ABDOMEN 

SEE   PERITONITIS 
INFLAMMATION 

08561 
INGUINAL  HERNIA 

06937* 
INSULIN 

06165*  08213* 
INTOLERANCE, SUGAR 

086H*  08615*  06616*  08622*  08631 
INTRINSIC  FACTOR 

08125*  08162* 
INTRINSIC  FACTOR  ANTIBODY 

06390* 
INTUSSUSCEPTION 

06461   06S2I(*  08536   0851l6   08659* 
ION  TRANSPORT 

081H*  08126*  08180*  O8I86*  06225*  06387*  08fc8O*  O89I1O* 
IRON  ABSORPTION 

08293*  O8UI3 
IRON  METABOLISM, LIVER 

08612 
IRON-DEFICIENCY  ANEMIA 

08966* 
IRRITABLE  COLON 

06557 
ISCHEMIA 

08522*  06551   06571   066S7* 

JAUNDICE 

O88UO   08902 
JAUNDICE  DIAGNOSIS 

08773   08859 
JAUNDICE, NEONATAL 

06760*  06780   O878I 
JAUNDICE, OBSTRUCTIVE 

O8303   08905 
JAUNDICE, SERUM  BILE  PIGMENTS  IN 

08758* 
JEJUNUM 
SEE   REGIONAL  ENTERITIS 

KIDNEY 

08163*  08519*  08626   08785   06906 
KWASHIOKOR 

06953 

LACTASE 

066111* 
LACTASE  DEFICIENCY 

08526*  08615*  08616*  08622*  0661(2   06671( 
LACTOSE 

08611(* 
LARGE  INTESTINE 
SEE   DIARRHEA 
SEE   DYSENTERY 
SEE   ENTEROCOLITIS 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
LARGE  INTESTINE  ABSORPTION 

08115*  oei21(*  06133 
LARGE  INTESTINE  ANGIOGRAPHY 

08661( 
LARGE  INTESTINE  ANOMALIES 

06710 
LARGE  INTESTINE  BIOPSY 

08706 
LARGE  INTESTINE  CANCER 

08586   08652*  06665   06691   06692 
LARGE  INTESTINE  CYSTS 

06653* 
LARGE  INTESTINE  DIAGNOSIS 

066S3*  06712   08713   06720 
LARGE  INTESTINE  DISEASE  EPIDEMIOLOGY 

06603*  08605*  06656* 
LARGE  INTESTINE  DISEASES 

06551  08555  06558  08571(  O6663  08717 
LARGE  INTESTINE  DIVERTICULA 

0861(1(*  0861(6*  06693 


08698   08700   08705 


LARGE  INTESTINE  EIVEHTIOULITIS 

08650*  08670   086911 
LARGE  INTESTINE  ENZYMES 

08108 
LARGE  INTESTINE  FISTULAS 

0865U*  0S665   08700 
LARGE  INTESTINE  IN  GHILEREM 

08672   087111 
LARGE  INTESTINE  INJURIES 

08715 
LARGE  INTESTINE  MICROORGANISMS 

0628S«  08578   08986* 
LARGE  INTESTINE  NEOPLASMS 

08712   08718 
LARGE  INTESTINE  NEOPLASMS, BENIGN 

08708 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 

08650*  08651*  08658*  08661*  06675 
LARGE  INTESTINE  NEOPLASMS, VILLOUS 

08708 
LARGE  INTESTINE  OBSTRUCTION 

08650*  08683   08692 
LARGE  INTESTINE  PATHOLOGY 

066711 
LARGE  INTESTINE  PERFORATION 

086U5*  08668   08692   08703   08711   08981   08987* 
LARGE  INTESTINE  POLYPS 

08691 
LARGE  INTESTINE  RADIOLOGY 

O86UI1*  08659*  08710   08711   08722* 
LARGE  INTESTINE  STRICTURE 

086511*  08707 
LARGE  INTESTINE  SURGERY  „»^-o 

08573   08602*  06650*  08653«  0865U*  0865<*  O866I*  06669 
08685   06686   08693   08691l   08696   08701   06723* 
LARGE  INTESTINE  OLTRASTRUCTORE 

08662 
LARGE  INTESTINE  VOLVULUS 

06682   0868U   08719 
LARGE  INTESTINE, DRUG  TREATMENT  OF 

08666 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

08095 
LEAD 

08130* 
LEIOMYOMA 

08359  O6I1II1  08US9 
LEIOMYOSARCOMA 

06570   06768*  089111 
LEUKEMIA 

06636   06790   08873   O89I16 
LIPASE 

06935* 
LIPASE  SECRETION. PANCREAS 

08203* 
LIPID  ABSORPTION 

08119*  06521*  08621* 
LIPID  METABOLISM 

08105   06251*  06273 
LIPID  METABOLISM. LIVER 

08127*  06226*  08227*  0623U*  08239*  06277 
LIPOPROTEINS 

08062*  06926 
LIVER 
SEE   AMEBIASIS 
SEE   BILE 

SEE   BLOOD  COAGULATION 
SEE   CHOLESTASIS 
SEE   CIRRHOSIS 

SEE   GLYCOGEN  STORAGE  DISEASE 
SEE   HEPATITIS 

SEE   PARASITES  AND  PARASITIC  DISEASES 
SEE   PORPHYRIA 
SEE   SCHISTOSOMIASIS 
SEE   SULFOBROMOPHTHALEIH 
LIVER  ABSCESSES 
O876I1   06809 
LIVER  ABSORPTION 

082311*  O827I1 
LIVER  AMINO  ACID  METABOLISM 

08257 
LIVER  AMMONIA  EXCRETION 

06225* 
LIVER  ANGIOGRAPHY 

08830*  0696S* 
LIVER  BIOCHEMISTRY 

08102   06223*  08256   08272 
LIVER  BIOPSY 

06317   06770   08821 
LIVER  CANCER 

06651*  08675 
LIVER  CARBOHYDRATE  METABOLISM 

08252   0625U   06265   08260   06262   08760» 


LIVER  CHEMICAL  COMPOSITION 

0622U*  06267 
LIVER  CHOLESTEROL  METABOLISM 

062liO*  08865* 
LIVER  CIRCULATION 

06235*  08759*  08629* 
LIVER  COMA 

06250*  08799 
LIVER  CYSTS 

06965* 
LIVER  DEVELOPMENT 

08270 
LIVER  DIAGNOSIS 

08292*  08318   06756*  O876S* 
LIVER  DISEASE  DIAGNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASES 

08760*  08771   06772   08776   08769 

06796   06602   O86OI1   06805   06608 

06936*  06979 
LIVER  DISEASES, BLOOD  COAGULATION  IN 

0681U 
LIVER  DISEASES, METABOLIC  CHANGES  IN 

06800   08612 
LIVER  DRUG  METABOLISM 

06222*  06226*  0821i3*  062U5*  06276 
LIVER  ELECTROLYTE  METABOLISM 

06917 
LIVER  ENZYMES 

O608I*  08110 

06261   06265 

06280   08283 
LIVER  FISTULAS 

06829*  066711 
LIVER  FUNCTION  TESTS 

06250*  06292*  06326 

08791   06613   06816 
LIVER  GLUCOSE  METABOLISM 

08216* 
LIVER  GLYCOGEN 

08103   08260 
LIVER  HISTOLOGY 

06103   08110 
LIVER  IN  CHILDREN 

0878U   08785   08791   08610 
LIVER  INJURIES 

06311   08826*  08830*  08837 
LIVER  INJURIES, OONTRACEPTIVE  DRUGS  IN 

0662U* 
LIVER  INJURIEStDRUQ-INDUCED 

O68I1O 
LIVER  IRON  METABOLISM 

06812 
LIVER  LIPID  METABOLISM 

08127*  08226*  08227*  0623U*  06239* 
LIVER  METABOLISM 

08170*  08230*  06233* 
06753*  06787  06633 


08790   06792   08795 
06813   08620   068U9 


08233*  06236*  08238* 
08269   08270   08271 
08756*  08600 


08817 


0821i3»  0821I.U*  082U9* 
08272   0827ll   08279 


08399  06769  06770  06775  08778 


08752* 

08221)*  08261   06271 


06277 

08239*  082U6*  06261k 


O8O8U*  08102 

08268   06275 
LIVER  MORPHOLOGY 

06068*  06098   08399   08996 
LIVER  NECROSIS 

08763*  06827*  0681(2 
LIVER  NEOPLASMS, MALIGNANT 

06777   06818   O687I1 
LIVER  NUCLEIC  ACID  METABOLISM 

08217*  06222*  08263   06261 
LIVER  NUCLEIC  ACID  SYNTHESIS 

08253 
LIVER  PATHOLOGY 

06235*  08236*  06236*  08757*  08612   086U2 
LIVER  PERFUSION 

06798   06851 
LIVER  PHOSPHOLIPID  METABOLISM 

06226*  O823I1*  08251* 
LIVER  PROTEIN  METABOLISM 

08237* 
LIVER  PROTEIN  SYNTHESIS 

06229*  08253   08667* 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

08297   08299   08300   08327   08768*  0879h   O88O6 
LIVER  REGENERATION 

06217*  06258   08263   08626* 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

08765* 
LIVER  RUPTURE 

06636 
LIVER  SERUM  ENZYMES 

SEE   ALKALINE  PHOSPHATASE 
LIVER  STEROID  METABOLISM 

06231*  08276 
LIVER  SURGERY  .  „ 

06782   08606   08826*  06637   O6838 


LIVER  TRANSPLANTATION 

082S0*  oe761«  08767*  08827* 
LIVER  TRAUMA 

08636   08838   08839   08997 
LIVER  TREATMENT 

08792   08802   08811   08826*  08829* 
LIVER  ULTRASTRUOTURE 

08076*  08079*  08081*  0808U*  08101   08215*  08262   087S3* 

08825* 
LIVER, A0£  EFFECTS  OH 

082S8   08262   08273 
LIVER, ALCOHOL  EFFECTS  ON 

08226*  08277   08282   08803   08823*  06856   08867* 
LIVER, DISEASES  ASSOCIATED  WITH 

0880U   06805   08977 
LIVER, DRUQ  EFFECTS  ON 

08237*  062U3*  0821iS*  08276   06775   08819   08825* 
LIVER, DRUQ  TREATMENT  OF 

08820 
LIVER, FATTY 

08227*  08273   08277   0877U 
LIVER, HORMONAL  CONTROL  OF 

08213*  08260 
LIVER, TOXIC  EFFECTS  ON 

08079*  08111   08127*  08227*  08228*  08231*  08235*  08236* 

08238*  0821i5*  0821i9*  08825*  08827*  O8831   06833   0881(1 

06613 
LYMPHADENITIS, MESENTERY 

0eiilt6  oe5i>9 
LYMPHANQIECTASIA 

0851kU 
LYMPHATIC  SYSTEM 

08106   08162*  08598 
LYMPHOORAPHY.OASTROINTESTINAL 

08301 
LYMPHOMA 

O8I1O8      06566 
LYMPHOSARCOMA 

069U8 

MAONESIUM  ABSORPTION 

08625 
MAQNESIOM  METABOLISM 

06520* 
MALABSORPTION 

08625  08637   O8636   08755* 
MALABSORPTION  DIAQNOSIS 

O8I1I3   06616*  06632   086U1 
MALABSORPTION  DIAQN03IS, XYLOSE  IN 

O662I1 
MALABSORPTION  ETIOLOGY 

08620*  08621* 
MALABSORPTION  IN  CHILDREN 

08626  06629   O663I1 
MALABSORPTION  PATHOPHYSIOLOGY 

08616*  08639 
MALABSORPTION  TREATMENT, DIETARY 

08613   06869   06932* 
MALABSORPTION, BLIND  LOOP-INDOCED  SECONDARY 

08125*  06569 
MALABSORPTION, DIETARY  DEFICIENCIES  IN 

06520* 
MALABSORPTION, DISEASES  ASSOCIATED  VJITH 

08617*  08628 
MALABSORPTION, QASTRECTOMY-INDUOED 

08932* 
MALABSORPTION, INTESTINAL  RESECTION-INDOOED  SECONDARY 

06520* 
MALABSORPTION, MICH00RQANI3MS  IN 

08577   08619* 
MALABSORPTION, PARASITIC  DISEASE-IHDOOBD  SECONDARY 

08999 
MALABSORPTION, SECONDARY 

06519*  0851(2   08SI(1(   08619*  08623*  06627 
MALIGNANT  ANUS  NEOPLASMS 

08697 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

08923 
MALIGNANT  DUODENUM  NEOPLASMS 

08561   06593   08729 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

O8339  0631(3  0631(7  08372  08373  O8383 
MALIGNANT  GALLBLADDER  NEOPLASMS 

06890   0891U 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

08955  08956 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

06650*  08651*  08658*  08661*  08675   08698   08700   O87OS 
MALIGNANT  LIVER  NEOPLASMS 

O8777   06818   08871( 
MALIGNANT  MESENTERY  NEOPLASMS 

08971( 
MALIGNANT  PANCREAS  NEOPLASMS 

08729   08732   08736 


MALIGNANT  RECTUM  NEOPLASMS 

08697 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

06570   08580   08586   0659U 
MALIGNANT  STOMACH  NEOPLASMS 

06386*  08390*  06397   06U08   081(32   081(31(   061(35   081iltS 
MALLORY-HEISS  SYNDROME 

08308   08357 
MALNUTRITION 

0871(1*  08680 
MANOMETRY, ESOPHAGUS 

08336* 
MECKELS  DIVERTICULUM 

08530*  0851(7  08572  08587  08592 
MECONIUM  ILEUS 

08672 
MEDIA, CONTRAST 

08261(   06331   08900 
MEGAESOPHAQUS 

08373  06379 
MELENA 

08965 
MESENTERY  ANQIOQRAPHY 

08712   08720 
MESENTERY  CIRCULATION 

08527* 
MESENTERY  DISEASES 

Oe561( 
MESENTERY  LYMPHADENITIS 

061(1(6   0851(9 
MESENTERY  NEOPLASMS. MALIGNANT 

08971( 
MESENTERY  VASCULAR  DISEASES 

08551 
METABOLIC  CHANGES  IN  CANCER 

08600 
METABOLIC  CHANGES  IN  CIRRHOSIS 

08665*  08866*  08667*  O8872 
METABOLIC  CHANGES  IN  LIVER  DISEASES 

08600   08612 
METABOLISM, AMINO  ACID 

08191(   08209 
METABOLISM, BILE 

06126*  08861(* 
METABOLISM, BILE  ACID 

0821(0*  06265*  08589   08755* 
METABOLISM, BILE  SALT 

08521* 
METABOLISM, BILIRUBIN 

Q82J.U*  16220*   0821(ll*  98266 
METABOLISM, CALCIUM 

08537   08625 
METABOLISM, CANCER 

08786   08801 
METABOLISM, CARBOHYDRATE 

08108   08611(* 
METABOLISM, CATECHOLAMINE 

06956 
METABOLISM, COPPER 

06159 
METABOLISM, DRUG 

0621(1*  0621(2* 
METABOLISM, ELECTROLYTE 

08716 
METABOLISM, GLUCOSE 

08522*  08661 
METABOLISM, HORMONE 

06163*  08230*  08239*  08276 
METABOLISM, LIPID 

08105   06251*  08273 
METABOLISM, MAGNESIUM 

08520* 
METABOLISM, PROTEIN 

06135   08939* 
METABOLISM, TRACE  ELEMENT  AND  MINERAL 

08259 
METABOLISM, VITAMIN 

06127* 
METABOLITES, URINARY  BILE 

08328 
METABOLITES, URINE 

06781 
METASTATIC  CANCER 

06339   08396   08651*  08658*  08699   08675   08918 
MICROORGANISMS 
SEE   AMEBIASIS 
SEE   CHOLERA 
MICROORGANISMS  IN  MALABSORPTION 

06577   08619* 
MICROORGANISMS, GASTROINTESTINAL 

08285*  06286 
MICROORGANISMS, LARGE  INTESTINE 
08285*  08578   06986* 


MIOROOHOANISMS.SMALl  INTBSTINE 

08287   08578   08966* 
MICROORQANISMS, STOMACH 

MIHERAl'meTABOIISM. TRACE  ELEMENT  AND 

08259 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   ANUS  MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAOUS  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
sis  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 
0813«»  0833«» 
MOTILITY, ANUS 

08660* 
MOTILITY, BILIARY  TRACT 

08927 
MOTILITY, DUODENUM 

OBIUU 
MOTILITY, ESOPHAGUS 

08136*  081U5   08332* 
MOTILITY, GASTROINTESTINAL 

08150 
MOTILITY, SMALL  INTESTINE 

081U1*  08S19* 
MOTILITY, STOMACH  __,,    „., ,  , 

08129^  08137*  08138*  081U0*  061UU 

08U25   08U62 
MUCOPOLYSACCHARIDES 

08066* 
MUCOSA, QASTROINTESTINAL 

08091 
MUCOSA, STOMACH 

08107   08U76   06U99 
MUCOVISCIDOSIS 

08727* 
MUCUS  SECRETION, STOMACH         -,no. 

08161*  08168*  08178*  081i05   081i79* 
MUSCLE  PHARMACOLOGY, SMOOTH 

08095 
MUSCULOSKELETAL  SYSTEM 

06257   08588 
MYASTHENIA  GRAVIS 

08725 

NECROSIS, LIVER 

08763*  08827*  068U2 
NECROTICANS, ENTEROCOLITIS 

08525*__ 06617* 

NEONATAL  JAUNDICE 

08760*  08780   08781 
NEOPLASMS, BENIGN  ESOPHAGUS 

06359 
NEOPLASMS, BENIGN  GALLBLADDER 

NEOPLASMS, BENIGN  LARGE  INTESTINE 

06706 
NEOPLASMS, BENIGN  STOMACH 

OSlilll   08U59 
NEOPLASMS. DUODENUM 

065«3 
NEOPLASMS, ESOPHAGUS 

08376 
NEOPLASMS, GALLBLADDER 

0690U   08925 
NEOPLASMS, GASTROINTESTINAL 

069U8 
NEOPLASMS, LARGE  INTESTINE 

08712   08718 
NEOPLASMS, MALIGNANT  ANUS 

NEOPLASMS, MALIGNANT  BILIARY  TRACT 

08923 
NEOPLASMS, MALIGNANT  DUODENUM 

08581   08593   08729 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

08339   083U3   083U7   08372   08373   08383 
NEOPLASMS, MALIGNANT  GALLBLADDER 

NEO?LAsSs,SALiSNANT  GASTROINTESTINAL 

08955   08956 
NEOPLASMS,MALIGNANT  LARGE  INTESTINE 

06650*  08651*  08656*  08661*  08675 
NEOPLASMS, MALIGNANT  LIVER 

06777   08618   08871l 
NEOPLASMS, MALIGNANT  MESENTERY 

O897I1 
NEOPLASMS. MALIGNANT  PANCREAS 

08729   08732   06736 
NEOPLASMS, MALIGNANT  RECTUM 

NEOPLASMS. MALIGNANT  SMALL  INTESTINE 
06570   06580   08568   0859U 


06U32   0813^   O8I135   08HU5 


O6II1S   0811i7   0811i9 


081tlili      061173 


NEOPLASMS. MALIGNANT  STOMACH 

08386*  06390*  08397   O8UOB 
NEOPLASMS. PANCREAS 

08730   06731 
NEOPLASMS. RECTUM 

08671 
NEOPLASMS. SMALL  INTESTINE 

08599   08718 
NEOPLASMS, STOMACH 

08U2U   081i36   08U39   081;U3 
NEOPLASMS, VILLOUS  GASTROINTESTINAL 

NEOPLASMS, VILLOUS  LARGE  INTESTINE 

08708 
NEOPLASMS, VILLOUS  RECTUM 

08716 
NERVOUS  CONTROL  OF  GALLBLADDER 

NERVOUS^CONTROL  OF  GASTROINTESTINAL  TRACT 

NERVOUS^OONTROL  OF  LARGE  INTESTINE 

NERVOUS  CONTROL  OF  SALIVARY  GLANDS 

NERVOUS°CONTROL  OF  SMALL  INTESTINE 

0611l3*  O8IU6  _,.„ 

NERVOUS  CONTROL  OF  STOMACH  SECRETION 

08161*  08187* 
NERVOUS  SYSTEM, AUTONOMIC 

08U86*  08950 
NERVOUS  SYSTEM, CENTRAL  n8761*  08998 

08092   08176*  08267   06753*  08763*  ooy»o 
NUCLEIC  ACID  METABOLISM, LIVER 
08217*  06222*  08263   08281 
NUCLEIC  ACID  SYNTHESIS, LIVER 

08253 
NUTRITION 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   OBESITY 
O8I1O6   O69I1I* 


OBESITY 

06216*  06393*  08538 
OBSTRUCTION, BILIARY  TRACT 

0892U 
OBSTRUCTION. DUODENUM 

06392*  06523*  08891l 
OBSTRUCTION. LARGE  INTESTINE 
08650*  08683   08692 

0  B^HUfiu  0  (U-Pi(  toR-y^ 

08623* 
OBSTRUCTION. SMALL  INTESTINE 

08U2U   08529*  08539   O8SUO 

06595   06600   06610   08612 
OBSTRUCTIVE  JAUNDICE 

08303   08905 
ODDI, SPHINCTER  OF 

08886* 
OMPHALOCELES 

O8I1OI      06958 


08698   06700   06705 


C65U1 
08627 


085li3      065U7      06592 


PAIN. ABDOMEN 

08326   08902   08950   08951 
PANCREAS  AMYLASE  SECRETION 

06203* 
PANCREAS  ANGIOGRAPHY 

06735 
PANCREAS  BICARBONATE  SECRETION 

06197*  08198*  08201* 
PANCREAS  BIOCHEMISTRY 

08199*  0620U* 
PANCREAS  CANCER 

08728* 
PANCREAS  DEVELOPMENT 

08085*  06106 
PANCREAS  DIAGNOSIS 

082911*  08305 
PANCREAS  DISEASES 

06737   06936*  06960   0899U 
PANCREAS  DUCTS 

PANCREAS  ELECTROLYTE  SECRETION 

08205* 
PANCREAS  ENZYME  SECRETION 

08198*  08202*  0B201t*  08207 
PANCREAS  ENZYMES 

08199*  08888* 
PANCREAS  FISTULAS 

08731 
PANCREAS  HISTOLOGY 

08105   08109   08210   08259 
PANCREAS  IN  CHILDREN 

06785 


PANCREAS  LIPASE  SEOSETION 

08203* 
PANCREAS  METABOLISM 

08209 
PANCREAS  NEOPLASMS 

08730   08731 
PANCREAS  NEOPLASMS, MALIGNANT 

08729   08732   08736 
PANCREAS  PATHOLOQTf 

08733   0873U 
PANCREAS  PERFUSION 

08210 
PANCREAS  PROTEIN  SECRETION 

08200* 
PANCREAS  PSEUDOCYSTS 

087l(0« 
PANCREAS  RADIOLOCY 

0829S*  08321   08737   O8738 
PANCREAS  SECRETION 

08197*  08201*  06204   08208   087SO 
PANCREAS  ULTRASTRUCTURE 

08207 
PANCREAS. AQE  EFFECTS  ON 

08208 
PANCREAS, DRUQ  EFFECTS  ON 

08200* 
PANCREAS, HORMONAL  CONTROL  OF 

08202* 
PANCREATITIS 

087U3*  O87I1I1 
PANCREATITIS  EIAQNOSIS 

08735   O87I1S 
PANCREATITIS  ETIOLOQK 

087U7 
PANCREATITIS  PROPHYLAXIS 

08739* 
PANCREATITIS  SUHQERY 

087S1 
PANCREATITIS  TREATMENT 

08739*  O87I1S   0871l<   0871,8   0871i9 
PANCREATITIS, ACUTE 

087U2*  0871(8   0871|9 
PANCREATITIS, CHRONIC 

0871(9   087S0   08751 
PANCREATITIS, EXPERIMENTAL 

087U0*  087U1* 
PANCREATITIS, HEMORRHAGIC 

O87I1I*  0871)« 
PARACENTESIS, ABDOMEN 

SEE   ABDOMEN  5IAON0SIS 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

08«30   087*9   08966*  08988*  08993   08991i   08995   08997 
PARASITIC  DISEASE  DIAGNOSIS 

08985*  08992 
PARASITIC  DISEASE  EPIDEMIOLOGY 

08993 
PARASITIC  DISEASE  TREATMENT 

08992 
PARASITIC  DISEASE-INDUCED  SECONDARY  MALABSORPTION 

08999 
PARASITIC  DISEASES 

SEE   PARASITES  AND  PARASITIC  DISEASES 
PARASITIC  DISEASES  IN  CHILDREN 

08989   08990*  08992   O8998 
PARASITIC  DISEASES, PARASITES  AND 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

08630   08769   08986*  08986*  08993   08991i   08995   08997 
PARIETAL-CELL  ANTIBODY, GASTRIC 

O839O* 
PATHOPHYSIOLOGY, MALABSORPTION 

08616*  08639 
PAVLOV  POUCH  STUDIES 

0816U* 
PENTAGASTRIN 

08116*  08138*  08170*  O8I9O   08191   08192   06198*  08230* 
061t8li* 
PEPSIN 

08186 
PEPSIN  SECRETION. STOMACH 

06167* 
PEPSINOGEN 

08289* 
PEPTIC  ULCER  COMPLICATIONS 

08338   O8UO3   061i91 
PEPTIC  ULCER  DIAGNOSIS. RADIOLOGY  IN 

08516 
PEPTIC  ULCER  ETIOLOGY 

O8I18O* 
PEPTIC  ULCER  PATHOLOGY 
06U98 


PEPTIC  ULCER  PERFORATION 

08U92   08U9U   08508 
PEPTIC  ULCER  SURGERY 

08U90   06192   08U95   06507   08512   06513 
PEPTIC  ULCER  TREATMENT 

O8UO3   08U911   06501   08502   08506 
PEPTIC  ULCERS 

08U67   061(63*  oeU66*  061t87*  081(69 
PEPTIC  ULCERS, AGE  FACTORS  IN 

081(90 
PEPTIC  ULCERS, BLEEDING 

06S11(   08931(* 
PEPTIC  ULCERS, CLINICAL  STUDIES  OF 

081(98 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

06505 
PERISTALSIS 

081l(0«  081(25 
PERITONEUM  DIAGNOSIS 

08969 
PERITONEUM  RADIOLOGY 

SEE   PERITONEUM  DIAGNOSIS 
PERITONEUM  ULTRASTRUCTURE 

08096 
PERITONITIS 

08096   06963   06987* 
PERITONITIS  TREATMENT 

08SU0 
PERITONITIS, BILE 

06920 
PERNICIOUS  ANEMIA 

08390*  081(11   081(52 
PEUTZ-JEGHERS  SYNDROME 

0852U*  06535 
PHOSPHATASE. ACID 

06269 
PHOSPHATASE, ALKALINE 

08286* 
PHOSPHOLIPID  METABOLISM, LIVER 

08226*  08231(*  06251* 
PHYSICAL  ACTIVITY 

06172* 
PLASMA  ENZYMES 

O8727*  08953 
POLYPOSIS 

081(1(9   08528* 
P0LYP03IS,RECT0C0L0NIC 

08665   08711( 
POLYPS 

SEE  J>MTi-JEQiE_RS  SYNDROME 
POLYPS. LARGE  INTESTINE 

08691 
POLYPS, SMALL  INTESTINE 
06526*  06531*  06561 
POLYPS. STOMACH 

061(38   061(1(9   061(51 
PORPHYRIA 

08771 
PORTACAVAL  SHUNT 

0675U* 
PORTAL  CIRCULATION 

O8O67*  08100   08762*  0876l(*  08797   08970 
PORTAL  HYPERTENSION 

08797   08622   08661(*  08666*  06999 
PORTAL  HYPERTENSION  ETIOLOGY 

08762* 
PORTAL  HYPERTENSION  SURGERY 

06751(*  08759*  08796   08807 
POSTNECROTIC  CIRRHOSIS 

08873 
POTASSIUM 

08115*  08225* 
POTASSIUM  ABSORPTION 

06126* 
POUCH  STUDIES, HEIDENHAIN 

08161(* 
POUCH  STUDIES, PAVLOV 

08161(* 
PREGNANCY 

08391(*  08599   O8703 
PRESSURE  STUDIES, MOTILITY 
SEE  ALSO   ANUS  MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 
08136*  06336* 
PROSTHESIS, ESOPHAGUS 

083U3 
PROTEIN  ABSORPTION 

08135   08616* 
PROTEIN  DEFICIENCY 
06988* 


08U97   08501(   oeSOS 


PPOTEIN  DIQESTION 

08166* 
PPOTEIN  METABOLISM 

08135   08939* 
PROTEIN  METABOLISM, IIVER 

08237* 
PPOTEIN  SECRETION, PANCREAS 

08200* 
PROTEIN  SYNTHESIS, LIVER 

08229*  08253   08867* 
PSEUDOCYSTS, PANCREAS 

087U0* 
P3V0HOLOQI0AL  7ACT0RS 

08139*  0839U*  081i87*  08557  06950 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  STENOSIS 

08391*  O839I4*  081(00   081i72 

""8237*"8US5  08U96  O8SIO  08513  08515 
PYLORUS  OBSTRUCTION 
08623* 

RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  OH  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 

0881(1 
RADIOISOTOPE  STUDY  TECHNIQUES 

SEE   TRACER  STUDIES 
RADIOIOQY  IN  BLEEDING  DIAONOSIS 

08309 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

081(31i   08766* 
RADIOLOGY  IN  PEPTIC  ULCER  DIAGNOSIS 

RADIOLOGY  IN  ULCERATIVE  COLITIS  DIAGNOSIS 

08722* 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

08663 
RADIOLOGY, DUODENUM 

08315  08U01(  081(U7  08581  08597 
RADIOLOGY, ESOPHAGUS 

0831(lt   0836l( 
RADIOLOGY, GALLBLADDER 

08892   08915 
RADIOLOGY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

08302   08325   08_331 
RADIOLOGY, LARGE  INTESTINE 

086U*  08659*  08710   O87II   08722* 
RADIOLOGY, LIVER 

^^^8^9?°  oMlf  Il3iril32,     08768.  0879U  O88O6 
RADIOLOGY, PANCREAS 

08295*  08321   08737   08738 
RADIOLOGY, PERITONEUM 

SEE   PERITONEUM  DIAGNOSIS 
RADIOLOGY, RECTUM 

08687 
RADIOLOGY, SMALL  INTESTINE 
08530*  08S98   06608 

""''llllf'llT^l'oHO^      06U1U   08KU6   061(50   08US7 

RADIOTHERAPY  IN  CANCER  TREATMENT 

08363 
RECTOCOLITIS, HEMORRHAGIC 

06701 
RECTOCOLONIC  POLYPOSIS 

08685   O87II1 
RECTUM 

SEE   ULCERATIVE  COLITIS 
RECTUM  DIAGNOSIS 

06695 
RECTUM  DISEASES 

0670l( 
REOTUM  MORPHOLOGY 

08695 
RECTUM  NEOPLASMS 

06671 
RECTUM  NEOPLASMS. MALIGNANT 

06«97 
RECTUM  NEOPLASMS, VILLOUS 

06716 
REOTUM  RADIOLOGY 

08667 
RECTUM  SURGERY 

RECURRENT  ULCER, QASTREOTOMY-INDUOED 

08503 
REFLUX, ESOPHAGUS 
06136*  06335* 


REGENERATION, LIVER 

08217*  08258   08263   06626* 
REGIONAL  ENTERITIS 

08601*  08606   086U3*  0871(3* 
REGIONAL  ENTERITIS, DISEASES  ASSOCIATED  WITH 

06601*  0661(3*  0671(3* 
REGIONAL  ILEITIS 

RESECTION-INDUCED  SECONDARY  MALABSORPTION. INTESTINAI. 

08520* 
RESECTION, SMALL  INTESTINE 

0855U 
RESPIRATORY  COMPLICATIONS 

06367  081(56  06521(* 
RESPIRATORY  SYSTEM 

06757* 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

06765* 
RHYTHM, CIRCADIAN 

08283   08995 
RUPTURE. LIVER 

08636 
RYTHM, CIRCADIAN 

08151* 

SALIVA 

08153*  08157  06158 
SALIVARY  GLAND  DISEASES 

06831   06936* 
SALIVARY  GLAND  ENZYMES 

08152*  06156 
SALIVARY  GLAND  HISTOLOGY 

06156 
SALIVARY  GLAND  IMMUNOLOGY 

06155* 
SALIVARY  GLAND  METABOLISM 

08151*  08152*  06157   O8I6O 
SALIVARY  GLAND  SECRETION 

08152*  08151(*  08155* 
SALIVARY  GLAND  ULTRA3TRU0TURE 

08090   06160 
SALIVARY  GLANDS, NERVOUS  CONTROL  OF 

08090 
SALT  ABSORPTION, BILE 

08113* 
SALT  METABOLISM, BILE 

06521* 
SARCOIDOSIS 

08350   081(32   08795 
SARCOMA 

08363   06397   06736 

"*r8"99''S"32o"ol32:  06327  08710  08770  08606 
SCHISTOSOMIASIS 
06996   08999 

"^SS^^^^Se^O^^oS^ri  08327  08710  08770  O66O6 
4FCRET IN 

06177*  06192   08198*  08205*  08206 
SECRETION  DISORDERS, STOMACH 

081(71( 
SECRETION  STUDY  TECHNIQUES 

08206   06232* 
SECRETION, BILE  „i.a«i,. 

08219*  08232*  0821(6*  08266   0686U* 
SECRETION, DRUG  EFFECTS  ON  BILE 

0821(1(*  08681(* 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

0816l(*  061(69 
SECRETION, GASTROINTESTINAL 

SECRETION, HORMONAL  CONTROL  OF  STOMACH 

06165*  06171*  06165*  06192 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

06161*  06187* 
SECRETION, PANCREAS 

08197*  08201*  08206   08206   08750 
SECRETION, PANCREAS  AMYLASE 

06203* 
SECRETION, PANCREAS  BICARBONATE 

08197*  08196*  08201* 
SECRETION, PANCREAS  ELECTROLYTE 

08205* 
SECRETION, PANCREAS  ENZYME 

08196*  06202*  06201(«  06207 
SECRETION, PANCREAS  LIPASE 

06203* 
SECRETION, PANCREAS  PROTEIN 

06200* 
SECRETION, SALIVARY  GLAND 

06152*  081S1(*  08155* 
SECRETION. SMALL  INTESTINE 

08169*  06562 


SEE 
SEE 
SEE 
SEE 
SEE 


SECRETION, STOMACH 

0811«#  08129*  08161*  06163*  08171i» 
08193   0819S   C8U5   081(70   oeiiSa* 
SECRETION, STOMACH  ACID 

08137*  0816U*  0816S*  08167*  08169* 
08175*  08176*  08177*  O8I79*  08181* 
08187*  O819I1   06269*  O83H   08I127 
08509 
SECRETION, STOMACH  EIECTROtYTE 

08205*  08290* 
SECRETION, STOMACH  MUCUS 

08161*  08168*  08178*  061(05   081i79* 
SECRETION, STOMACH  PEPSIN 

08167* 
SEORETOR  STATUS, BLOOD  QROUP 

O8SI7 
SEROTONIN 

08180*  08979 
SERUM  BIIE  PIGMENTS  IN  JAUNDICE 

06758* 
SERUM  ELECTROIYIES 

08205*  08917 
SERUM  ENZYMES 

08286*  08859   08888*  06895   08935* 
SERUM  ENZYMES, LIVER 

SEE   ALKALINE  PHOSPHATASE 
SERUM  HEPATITIS 
06851   06861 
SHIOELLOSIS 

SEE   DYSENTERY 
SHIQELLOSIS  IN  CHILDREN 

089U3 
SHOOK 

08527*  08573   08739*  086U2   08997 
SHUNT, PORTACAVAL 

087SU* 
SHUNT, SPLENORENAL 

083611 
SJOQRENS  SYNDROME 

06936* 
SMALL  INTESTINE 
ENTERITIS 
ILEUM 
ILEUS 

INTUSSUSCEPTION 
MALABSORPTION 
PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION 

08112*  08113*  061111*  08115*  08117* 
08122*  08123*  08125*  08126*  06131 
SMALL  INTESTINE  ANQIOQRAPHY 

08563 
SMALL  INTESTINE  ANOMALIES 

06620* 
SMALL  INTESTINE  BIOCHEMISTRY 

062811* 
SMALL  INTESTINE  BIOPSY 

08633 
SMALL  INTESTINE  CANCER 

08566 
SMALL  INTESTINE  CIRCULATION 

08123* 
SMALL  INTESTINE  DIAGNOSIS 
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PREFACE 


GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis  and 
Metabolic  Diseases.  This  specialized  information  medium  has  been  initiated  to  fill  an  existing  great 
need  in  the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster 
and  support  laboratory  and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the 
qastrointestinal  tract.   Publication  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available 
citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  published  throughout  the 
world.   Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of  gastroenterology 
have  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National  Institute  of 
Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and  will 
facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.  The  number  and  great   _ 
diversity  of  publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropri ate_ servi ce 
be  available  to  investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum 
of  delay   Our  aim  is  to  provide  the  readers  with  a  readily  systematized  compilation  of  current  publ  i  shed 
work.  The  publication  will  provide  the  greatest  usefulness  if  these  interested  investigators  will 
contribute  their  ideas  and  comments  for  consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and  abstracts  from 
the  biomedical  world  literature  as  they  are  currently  received.   In  addition,  yearly  cumulated  subject 
and  author  indexes  are  published. 

This  publications  is  available  free  to  National  Institutes  of  Health  grantees  and  contractors  working  in 
the  field  of  gastroenterology  and  libraries  of  medical  schools.   Requests  from  these  qualified 
individuals  to  receive  free  copies  of  this  publication  must  include  their  grant  or  contract  number  and 
the  title  of  their  project.   These  requests  as  well  as  address  changes  and  other  communications  should 
be  addressed  to: 


Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland   20014 


Other  individuals  and  libraries  may  receive  this  publication  by  subscribing  dvrectly    to  the  Superintendent 
of  Documents,  U.S.  Government  Printing  Office,  Washington,  D.C.  lOhOl.      Subscription  priceper  year  in 
the  United  States,  Canada,  and  Mexico,  $16.00;  foreign,  %U  .00   additional;  and  $1.25  for  a  single  copy. 
Payment  is  required  in  advance,  and  check  or  money  order  should  be  made  payable  to  the  Superintendent 
of  Documents. 
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NOTE 


Journal  names  are  abbreviated  according  to  the  list  of  abbreviations  used  by  Irdex  Mediaue 
For  Journals  not  covered  by  Index  Medious ,    the  abbreviations  (with  some  modifications)  found  in  World 
Medical  Periodicals,    3rd  Edition,  are  used. 
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ABBREVIATIONS  USED  IN  ABSTRACTS 


ACTH  adrenocorticotropic  hormone 

ADR  adenosine  diphosphate 

AMP  adenosine  monophosphate 

ATP  adenosine  triphosphate 

BSP  sulfobromophthalein 

C  degrees  centigrade 

cm  centimeter(s) 

CNS  central  nervous  system 

cpm  counts  per  minute 

DNA  deoxyribonucleic  acid 

e.g.  for  example 
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lU  international  unit(s) 
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LDcQ  median  lethal  dose(s) 

LDH  lactic  acid  dehydrogenase 
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RNA 

s  .c. 

sec 
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UV 
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mi  nute  (s) 

mi  1 1  i  1  i  ter(s) 

mi  1 1 imeter(s) 

maximum   tolerated  dose 

nicotanamide   adenine   dinucleotide 

reduced   nicotinamide   adenine   dinucleotide 

nicotinamide   adenine  dinucleotide   phosphate 

reduced  nicotinamide   adenine   dinucleotide 

phosphate 
nanogram    (10"^) 
pi  cog  ram    (10" ^2) 

oral ly 

parts   per  mi  1 1 i  on 

Roentgen 

red  blood   cells    (erythrocytes), 

red  blood   count 
respectively 

review    (only    in   citations) 
r i  bonuclei  c  ac i  d 
subcutaneous 
second (s) 

serum  glutami c-oxalaceti c   transaminase 
serum  glutamic-pyruvic   transaminase 
uni  t  (s) 
ul t raviolet 
white   blood   cells    (leukocytes), 

whi  te  blood  count 
year(s) 


PRE-CLINiCAL  SCIENCES 

MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


9000      MORPHOLOGIC  CHARACTERISTICS  OF  BILE 

DUCTS  IN  MAN  IN  DIFFERENT  PERIODS  OF 
LIFE.   (Pol.)   Stelmasiak,  M.  (Med.  Acad.  Inst. 
Human  Anat. ,  Lublin,  Poland)  and  J.  Osemlak. 
Folia  Morphol.    (Warsz.)    30  (3) :  3't3-35't,  1971. 

The  bile  ducts  of  100  hepato-pancreato-duodena 1 
block  specimens,  prepared  by  injection  v;i  th 
plastics,  polymerization  and  subsequent  digestion 
with  30^  HCl ,  were  analyzed  according  to  6  age 
groups  (fetuses,  neonates,  infants,  young  children, 
older  children  and  adults).   There  were  significant 
age-related  differences  in  the  dimensions  and 
course  of  the  ducts.   The  type  of  connection 
between  the  hepatic  ducts,  the  site  of  origin  of 
the  cystic  duct,  the  angle  of  origin  of  the 
cystic  duct  from  the  common  hepatic  duct,  the 
course  of  the  cystic  duct,  the  shape  of  the  gall- 
bladder, and  the  position  of  the  bottom  of  the 
gallbladder  in  relation  to  lower  margin  of  the 
liver  were  all  related  to  age.   In  fetuses  the 
lengths  and  diameters  of  the  common  bile,  common 
hepatic  and  cystic  ducts  are  approximately  the 
same,  and  in  adults  the  common  bile  duct  has  the 
largest  dimensions. 


9001      FINE  STRUCTURE  OF  SINUSOIDS  AND  PORTAL 

CAPILLARIES  IN  THE  LIVER  OF  THE  ADULT 
SHEEP  AND  THE  NEWBORN  LAMB.   (E.)   Gemmell,  R.  T. 
(Ian  Clunies  Ross  Anim.  Res.  Lab.,  Prospect,  New 
South  Wales,  Australia)  and  T.  Heath.  Anat.    Rea. 
172(0:57-70,  1972. 

In  adult  sheep  liver  numerous  gaps  and  fenestrae 
exist  in  the  endothelial  lining  of  the  sinusoids. 
A  basal  lamina  completely  surrounds  each  of  the 
sinusoids  and  separates  the  plasma  compartment 
from  the  space  of  Disse,  which  is  interrupted  by 
occasional  peri s i nusoidal  cells,  bundles  of 
collagen,  and  by  numerous  microvilli  of  the 
hepatic  cells.   Regions  of  overlap  between 
endothelial  cells  and  junctions  between  adjacent 
endothelial  cells  appeared  to  be  more  common  in 
lambs.   Although  marked  variations  in  the  width  of 
endothelial  cells  occur,  thin  attenuated  segments 
occur  less  frequently  than  in  the  adult.   Sinusoids 
in  lambs  are  not  surrounded  by  complete  basal 
laminae  although  small  portions  of  a  discontinuous 
basal  lamina  do  occur.   The  number  of  microvilli 
of  hepatic  cells  is  less  in  young  lambs.   Portal 
capillaries,  which  appear  similar  in  newborn  and 
adult  sheep,  do  differ  in  structure  depending  on 
their  size.   Fenestrae  do  not  appear  in  the  larger 
capillaries,  and  in  contrast  to  the  smaller 
vessels  these  capillaries  have  a  wider  endothelial 
lining  with  more  frequent  intercellular  junctions. 
The  lumen  of  some  capillaries  is  partially  or 
completely  occluded  by  projections  from  the 
nuclear  region  or  cytoplasm  of  the  endothelial 
ce 1 1 s  . 


Hosp. ,  Mass . )  and  J .  J , 
11(10:559-562,  1971. 


Byrne.  J.    Surg.    Res. 


9002 


SEGMENTAL  VENOUS  DRAINAGE  OF  THE  CANINE 
PANCREAS.   (E.)   Kim,  J.  P.  (Boston  City 


The  head  and  uncinate  process  drained  into  the 
pancreaticoduodenal  vein  which  joined  the  portal 
vein,  while  the  body  and  tail  drained  into  the 
splenic  vein  by  1  or  2  pancreatic  veins.   The 
venous  flow  from  the  splenic  vein  was  not  affected 
by  occlusion  of  the  superior  pancreaticoduodenal 
vein,  and  the  flow  from  the  inferior  pancreatico- 
duodenal vein  was  not  changed  by  occluding  the 
splenic  vein.   Methylene  blue  injected  into  the 
splenic  vein  occluded  near  the  junction  with  the 
superior  mesenternic  vein  stained  the  body  and 
tail  and  never  reached  the  head  and  uncinate  pro- 
cess.  Similarly,  acid  fuchsin  injected  into  the 
occluded  pancreaticoduodenal  system  stained  the 
head  and  uncinate  process  and  never  reached  the 
body  and  tail.   Venograms  did  not  reveal  any 
significant  connection  between  the  2  pancreatic 
portions  in  any  of  the  animals. 


9003      IMMUrJOFLUORESCENT  LOCALIZATION  OF 

SECRETIN  AND  ENTEROGLUCAGON  IN  HUMAN 
INTESTINAL  MUCOSA.   (E.)   Polak,  J.  M.,  M.  Polak, 
I.  Coulling,  S.  Bloom  and  A.  G.  E.  Pearse  (Hammer- 
smith Hosp.,  London).  Saand.    J.    Gastroenterol. 
6(8):739-7'*^,  1971. 

An  indirect  immunof 1 uorescent  technique  using 
anti-pure  porcine  secretin  and  anti-pure  porcine 
pancreatic  glucagon  was  utilized  to  demonstrate 
the  presence  and  distribution  of  enterogl ucagon 
and  secretin  cells  in  the  human  fetal  and  adult 
intestinal  tract.   Enterogl ucagon  cells  were 
found  in  the  terminal  ileum  of  adults  and  in  the 
terminal  jejunum  and  in  the  ileum  of  the  fetus. 
In  the  adult  intestine,  enterogl ucagon  cells  were 
situated  predominantly  in  the  upper  portions  of 
the  crypts  and  in  the  villous  epithelium,  while 
in  the  fetus  they  were  found  in  the  glands. 
Secretin  cells  were  present  only  in  the  mucosa 
obtained  from  the  duodenum  and  first  portion  of 
the  jejunum  of  normal  adults,  and  none  were  found 
in  the  fetal  mucosa.   Secretin  cells  were 
especially  numerous  in  the  duodenal  mucosa  of 
patients  with  duodenal  or  gastric  ulceration 
(showing  weak  fluorescence)  and  were  also  present 
in  the  first  part  of  the  jejunum  (where  they 
showed  strong  specific  f 1 uoresence) .   Thus, 
secretin  cells  appear  to  be  located  primarily  in 
the  proximal  small  intestine  while  enterogl ucagon 
cells  are  found  in  the  distal  portion. 


900i»      STUDY  OF  THE  INTRAMURAL  NERVOUS 

APPARATUS  OF  THE  SMALL  INTESTINE  BY 
TECHNIQUES  OF  H I STOCHEMI CAL  IDENTIFICATION  OF 
ACETYLCHOLINESTERASE  AND  MONOAM I NOX I DASE .   (Sp.) 
Gonzalez  Lobo,  J.  M.  (Mi  lit.  Hosp.,  Logrono, 
Spain).  Med.    Cir.    Guerra   33  (5)  :3  1 -'♦S,  1971. 
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MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


9005      THE  ZYMOGEN  CELLS  OF  THE  DIGESTIVE 

TRACT.   A  SUCCINCT  REVIEW  ABOUT  TWENTY 
YEARS  INVESTIGATION  IN  CELL  BIOLOGY.   (Fr.) 
Costesec,  A.  A.  (Bichat  Hosp.,  Paris).  Arah.    Fr. 
Mai.   App.    Dig.    60(8-9,  SuppI  .  3):  185-192,  1971. 


9013      ENDOCRINE  CELLS  OF  THE  DIGESTIVE  MUCOSA. 

(Fr.)   Lefranc,  G.  (Sch.  Med.,  Nantes, 
France)  and  G.  Pradal.  C.R.    Assoa.   Anat.    150(l-l60) 
1971. 


9006      SIZE,  LIPID  AND  ENZYME  CONTENT  OF 

ISOLATED  HUMAN  ADIPOCYTES  IN  RELATION 
TO  NUTRITIONAL  STATE.   (E.)   Englhardt,  A.  (Univ. 
2nd  Med.  Clin.,  Dusseldorf,  Germany),  F.  A.  Gries, 
H.  Liebermei ster  and  K.  Jahnke.  Diabetologia 
7(2):51-58,  1971. 


90  lit 


VAGOTOMY  AND 
BILE  DUCT.   I 


INNERVATION  OF  THE  COMMON 
.   THE  VASCULAR  AND  NERVOUS 


PATHWAYS  SUPPLY  HiG  THE  SUPRADUODENAL  SEGMENT  OF 


THE  COMMON  BILE  DUCT. 
(U.  Munich  Inst.  Anat. 
'42('4)  :  178-180,  1971. 


(Ger.)   Loeweneck,  H. 
,  Germany) .  Chirurg 


9007      THE  FORMATION  OF  THE  ASCENDING  COLON. 

(E.)   Fitzgerald,  M.  J.  T.  (Univ.  Coll, 
Dept.  Anat.,  Galway,  Ireland),  J.  P.  Nolan  and 
M.  N.  O'Neill.  Ir.    J.    Med.    Sai.    1 40  (6)  :258-262 , 
1971. 


9008      THE  VASCULAR  PATTERN  OF  HUMAN  GASTRIC 

MUCOSA.   (E.)   Pace,  J.  L.  (Roy.  U.  Malta 
Dept.  Anat.).  R.C.   Rom.    Gastroenterol.    3(1): 9-1 3, 
1971. 


9009      QUANTITATIVE  DISTRIBUTION  OF  VITAMIN  A 

IN  KUPFFER  CELL  AND  HEPATOCYTE  POPULATIONS 
OF  RAT  LIVER.   (E.)   Linder,  M.  C.  (Massachusetts 
Inst.  Technol . ,  Cambridge),  G.  H.  Anderson  and 
I.  M.  Ascarelll.  J.    Biol.    Chem.    2^46  (1  7)  :  5538-55'tO  , 
1971. 


9010      STRUCTURE  OF  LIVER  RIBOSOMES  STUDIED  BY 

NEGATIVE  STAINING.  (E.)  Nonomura,  Y. 
(Rockefeller  U.,  New  York,  N.  Y.),  G.  Blobel  and 
D.  Sabatini.  J.    Mol.    Biol.    60  (2) : 303-323 ,  1971. 


9015      HISTOCHEMICAL  STUDY  OF  SOME  LYSOSOMAL 

HYDROLASES  OF  THE  INTESTINAL  EPITHELIUM 
DURING  THE  DEVELOPMENT  OF  THE  TADPOLE  OF  DISCO- 
GLOSSUS  P ICTUS  OTTH,  ANURAN  AMPHIBIAN.   I. 
OBSERVATION  WITH  THE  LIGHT  MICROSCOPE.   (Fr.) 
Hourdry,  J.  (Sch.  Sci .  ,  Orsay,  France).  Histoahemie 
26(2)  :126-li*l  ,  1971. 


9016      HISTOCHEMICAL  STUDY  OF  SOME  LYSOSOMAL 

HYDROLASES  OF  THE  INTESTINAL  EPITHELIUM 
DURING  THE  DEVELOPMENT  OF  THE  TADPOLE  OF  DISCO- 
GLOSSUS  P ICTUS  OTTH,  ANURAN  AMPHIBIAN.   II. 
OBSERVATION  WITH  THE  ELECTRON  MICROSCOPE.   (Fr.) 
Hourdry,  J.  (Sch.  Sci.,  Orsay,  France).  Histoahemie 
26(2):1'»2-159,  1971. 


9017      A  MODIFIED  STAIN  FOR  THE  HEPATIC  FAT 

STORING  CELL.   (E.)  Watari ,  N.  (City 

U.  Med.  Sch.,  tiagoya,  Japan).  Naqoya  Med.    J. 
16(^4)  :219-224,  1971. 


9018      EXPERIMENTAL  B I L I OLYMPHAT I C  REFLUX 

UNDER  BASAL  CONDITIONS.   (It.)   Bertetti, 
C.  (U.  Parma  Inst.  Norm.  Human  Anat.,  Italy)  and 
A.  Quiroli.  Ateneo  Parmense   k2(]):7-8,    1971. 


9011      SURGICAL  SIGNIFICANCE  OF  ANATOMIC  VARIA- 
TIONS OF  THE  HEPATIC  ARTERY.   (E.) 
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Nakayasu  and  K.  Kawabe.  Am.    J.    Surg.     122(4): 
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HUMAN  HEPATOCYTES.   (E.)   Guimaraes,  R.  C.  (Fed. 
U.  Sch.  Med.,  Minas  Gerais,  Brazil).  Biol. 
Neonate    (Basel)    18 (5-6)  :'t07-'»l 7,  1971. 


See  also  numbers:   9028,  9053,  9135 
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9021      SITE  OF  PHOSPHORUS  ABSORPTION  FROM  THE 

INTESTINE  OF  THE  MOUSE.   (E.)   Schryver, 
H.  F.  (Cornell  U.  Dept.  Anim.  Sci.,  Ithaca,  N.  Y.), 
H.  F.  Hintz,  P.  H.  Craig,  D.  E.  Hogue  and  J.  E. 
Lowe.  J.    Nutr.    102  (1 ): 143-1 48 ,  1972. 

There  was  little  difference  in  the  recovery  of 
^■^P  in  urine  and  feces  of  fistulated  ponies  after 
gastric  or  cecal  administration  of  the  isotope. 
Sixty  percent  was  eliminated  in  the  feces,  less 
than  \%   was  in  the  urine  and  the  unrecovered  kO% 
of  the  dose  of  ^^P  was  presumably  absorbed, 
suggesting  that  phosphorus  is  absorbed  from  the 
large  intestine  of  the  horse  and  that  passage  of 
inorganic  phosphate  through  the  small  intestine 
is  unnecessary  for  absorption.   Using  the  Cr203 
(unabsorbable  marker)  technique,  a  net  flow  of 
phosphorus  was  observed  going  into  the  first  half 
of  the  small  intestine  and  a  net  removal  was  seen 
in  the  second  half.   There  was  a  large  flux  into 
the  cecum  and  net  absorption  from  the  dorsal  colon 
and  from  the  small  colon.   Although  the  direction 
or  site  of  flux  was  not  related  to  diet,  the 
magnitude  was  diet-related  in  several  regions  of 
the  bowel.   The  major  sites  of  net  phosphorus 
absorption  from  all  feed  sources  (high  corn, 
alfalfa)  were  the  dorsal  large  colon  and  the  small 
colon.   Calcium  content  of  the  ration  did  not 
affect  site  of  absorption. 


9022      SELECTIVE  ABSORPTION  OF  MACROMOLECULES 

INTO  INTESTINAL  EPITHELIUM  AND  BLOOD 
OF  NEONATAL  MICE.   (E.)   Lecce,  J.  G.  (North 
Carolina  State  U.  Anim.  Sci.  Dept.,  Raleigh).  J, 
Nutr.    102(0:69-76,  1972. 

Newborn  mice  were  capable  of  absorbing  into  their 
blood  stream  gamma-globulins  from  a  variety  of 
species,  after  a  k%   protein  solution  gavage.   No 
albumins  were  absorbed  and  selectivity  of  absorption 
favoring  gamma  globulins  did  not  vary  over  the 
neonatal  period  (1-12  days  of  age)  tested.   Gamma- 
globulins were  not  absorbed  in  21-day-old  mice. 
In  contrast  to  the  vascular  system,  the  intestinal 
epithelium  was  nonselective  in  that  a  wide  variety 
of  albumins  were  absorbed  in  the  intestinal 
epithelium;  this  phenomenon  was  specific  for  the 
neonatal  period.   Inhibition  of  ret i cu loendothe 1 i urn 
by  injecting  1-  and  5-  day-old  mice  with  colloidal 
carbon  did  not  change  the  selectivity  pattern  of 
mice  gavaged  2k   hr  later.   Again,  egg  albumin  was 
excluded  from  the  blood  and  gamma  globulin  was 
not.   Mammalian  neonates  were  apparently  similar 
in  that  they  nonselect i vely  absorb,  by  pinocytosis, 
macromolecules  into  intestinal  epithelium  but 
differ  with  respect  to  the  macromolecules  found 
in  the  blood. 


9023      REGIONAL  DIFFERENCES  IN  RATES  OF 

INSORPTION  OF  SODIUM  AND  WATER  FROM 
THE  HUMAN  LARGE  INTESTINE.   (E.)   Devroede,  G.  J 
(Mayo  Clin.,  Rochester,  Minn.),  S.  F.  Phillips, 


C.  F.  Code  and  J.  F.  Lind.  Can.    J.    Physiol. 
'(9(12):1023-1029,  1971. 

For  the  36-min  test  period,  average  insorption 
(rate  of  unidirectional  flux  from  colonic  lumen 
to  blood)  rates  of  both  deuterium  oxide  and  ^'*Na 
were  greater  in  the  proximal  part  of  the  human 
colon.   The  decline  in  these  rates  from  the  cecum 
to  the  transverse  colon,  left  colon,  and  rectum 
was  progressive  and  more  marked  for  ^^t^a.   In- 
sorption rates  generally  decreased  with  time; 
sodium  insorption  decreased  from  cecum  to  rectum 
during  both  0-18  min  and  I8-36  min  experimental 
periods.   By  contrast,  a  regional  gradient  was 
found  for  water  insorption  only  during  the  first 
18-min  period.   The  ratio  of  sodium  to  water 
insorption  was  approximately  constant  in  the 
cecum  (not  other  sites)  with  the  passage  of  time 
in  each  individual,  although  the  relationship 
varied  between  subjects.   A  linear  correlation 
was  found  between  net  absorption  and  insorption 
of  sodium;  the  correlation  with  water  was  less. 
A  regional  gradient  of  net  absorption  may  exist 
in  the  large  intestine,  analogous  to  the  observed 
insorption  gradient. 


9024      UPTAKE  OF  MICELLAR  LIPIDS  BY  SMALL 

INTESTINAL  SEGMENTS  UNDER  DIFFERENT 
EXPERIMENTAL  CONDITIONS.   (E.)   Sylvan,  C.  (U. 
Lund  Chem.  Ctr.,  Sweden).  Acta  Physiol.    Soccnd. 
83(3):289-299,  1971. 

Radioactive  cholesterol,  sitosterol  and  monoolein 
uptake  from  micellar  solutions  was  studied  in 
rat  small  intestinal  segments  both  with  and 
without  blood  supply,  and  in  inverted  segments 
in  vi  tro.   Varying  the  Na+ZK"*"  ratio  of  the  micellar 
test  solution  had  no  effect  on  the  uptake  of  any 
of  the  lipids  studied.   Irreversible  damage  to 
the  uptake  process  was  caused  by  the  absence  of 
blood  supply.   Maximal  uptake  of  both  sterols  was 
found  at  37°  C   Elevation  of  the  temperature  to 
41°  C  or  lowering  to  25°  C  resulted  in  a  lowered 
uptake  for  both  sterols  with  a  QIO  of  3,  suggesting 
a  metabolic  process.  Three  states  of  sterol  uptake 
were  observed:   high  cholesterol  and  sitosterol, 
low  cholesterol  and  sitosterol,  and  a  low  uptake 
of  sitosterol  and  high  uptake  of  cholesterol. 
The  latter  type  corresponds  to  normal  uptake 
in  vivo.   Exclusion  of  blood  supply,  extensive 
hypothermic  treatment,  hypothermia  followed  by 
rewarming  to  37°  C,  and  biliary  drainage  followed 
by  uptake  experiments  of  sodium  taurocholate  and 
taurodeoxycholate ,  all  produced  the  above  states. 


9025      RATES  OF  NET  ABSORPTION  OF  FAT  WHEN  FED 

ALONE  OR  WITH  ESSENTIAL  NUTRIENTS. 
(E.)   Trout,  D.  L.  (US  Dept.  Agric.  Res.  Serv., 
Beltsville,  Md.)  and  E.  S.  Conway.  Proa.    Soa. 
Exp.    Biol.    Med.    1 30 (2)  :556-56l  ,  1971. 

Following  a  test  meal  of  olive  oil  (100^  fat 
diet),  the  net  rate  of  fat  absorption  In  rats  was 
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3,9  9/12^4  hr/250  g  rat.   When  WR-1339  (formerly 
Triton  inhibits  triglyceride  removal  from  blood) 
at  a  dose  of  800  mg/kg  was  injected  I  .v.  into 
rats  similarly  fed  olive  oil,  fatty  acids  accumu- 
lated in  the  plasma  at  a  similar  rate.   These 
rates  were  50?o  lower  than  that  found  among  fasted 
rats  fed  a  high-fat  diet  containing  hydrogenated 
vegetable  oil  (67?),  1 actal 1 rumin ,  and  vitamin 
mix  in  glucose.   The  rates  were  30?  lower  than 
observed  during  prolonged  (22  days)  ad  1 ibi  tum 
consumption  of  the  high  fat  diet.   When  fat  is 
fed  as  the  main  component  of  a  nutritionally 
complete  diet  and  is  consumed  In  large  amounts, 
animals  reach  within  the  first  day  a  rate  of  fat 
absorption  exceeding  that  required  for  rapid  growth 
during  ad  lib! tum  consumption  of  a  high-fat  diet. 


9026      EFFECT  OF  DIFFERENT  GASEOUS  MEDIA  ON 

THE  ACTIVE  TRANSPORT  OF  GLUCOSE  IN  THE 
SMALL  INTESTINE  OF  RATS.   (Rus.)   Babkina,  0.  I. 
and  K,  V.  Smirnov.  Kosm.    Biol.    Med.    (Mask.)    5(5): 
22-26,  1971. 

Hypoxia  (a  simulated  rise  with  a  decompression 
velocity  of  2  m/sec  to  an  altitude  of  12,000  m,  a 
stay  at  this  altitude  for  15  min,  followed  by  a 
descent  for  30-'40  sec),  hypercapnia  (a  stay  in 
20?  CO2  and  21?  O2  for  12  hr)  and  hyperoxia  (a 
stay  in  a  barochamber  with  100?  O2  at  k   atmospheres 
for  1  hr)  affected  the  resorptive  function  of 
the  digestive  tract  in  male  albino  rats  (180-200 
g).   The  initial  content  of  glucose  in  the  serosal 
and  mucosal  solutions  was  200  mg?.  The  active 
transport  of  glucose  was  stimulated  in  all  of  6 
segments  of  the  small  intestine,  resulting  In  an 
increase  in  glucose  concentration  in  the  serosal 
fluid.   In  the  first  period  of  incubation  (O-3O 
min),  active  transport  of  glucose  was  highest 
during  hypoxia  In  all  segments  except  the  fourth, 
and  In  Period  II  (3O-6O  min)  in  hyperoxia  in  the 
first  2  segments,  while  in  hyperoxia,  active  trans- 
port of  glucose  was  Increased  In  the  distal  seg- 
ments during  periods  I  and  II.   In  Period  III 
(60-90  min),  a  maximum  active  transport  of  glucose 
was  found  in  hypoxia  in  segments  2,  3  and  6,  and 
in  hyperoxia  in  segments  1,  k    and  5.   The  greatest 
increase  in  the  amount  of  transported  glucose 
versus  concentration  gradient  In  the  whole  small 
intestine  was  found  in  Period  I,  while  the  amount 
of  glucose  transported  was  similar  in  hypoxia  and 
hyperoxia  in  Periods  I  and  II.   A  decrease  In  the 
Intestinal  transport  function  was  found  in  hyper- 
capnea  during  Period  III.   The  greatest  increase 
in  active  transport  was  found  In  hypoxia  during 
all  3  periods,  and  the  least,  in  hypercapnea 
duri  ng  Period  ill. 


9027      DISACCHARIDASE  ACTIVITY  AND  CARBOHYDRATE 

ABSORPTION  AFTER  INTESTINAL  RESECTION. 
(E.)   Bury,  K.  D.  (Rhode  Island  Hosp.,  Providence). 
Surg.    Forum   22:367-369,  1971. 

Following  80?  proximal  or  distal  small  bowel 
resection,  rats  were  fed  a  standard  rat  chow  or 


a  chemically  defined,  high-glucose,  sucrose  or 
maltose  diet.   After  12  weeks,  increased  villous, 
height  was  observed  in  all  animals  in  both  the 
proximal  and  distal  remnants.  There  were  signifi- 
cant increases  in  the  sucrase  and  maltase  levels 
of  animals  on  the  maltose  diets,  but  no  enzyme 
changes  were  observed  In  animals  on  the  sucrose 
diets.   No  changes  of  maltase,  sucrase  or  lactase 
levels  were  observed  in  the  resected  animals  on 
the  rat  chow  diet.   Carbohydrate  absorption  in- 
creased progressively  after  resection,  regardless 
of  diet  and  disaccharlde  hydrolysis  always  exceeded 
absorption.   No  correlation  was  found  between 
disaccharldase  activity,  hydrolysis  and  absorption 
of  disaccharldes .   Since  control  values  for  maltose 
absorption  were  almost  double  that  for  glucose 
and  even  further  Increases  were  observed  after 
resection,  maltose  should  be  further  considered 
as  a  dietary  energy  source  after  massive  resection. 


9028      INTESTINAL  ABSORPTION  OF  LIPIDS: 

ULTRASTRUCTURAL  ASPECTS  OF  THE  PASSAGE 
OF  CHAINS  OF  FATTY  ACIDS  FROM  THE  INTESTINAL 
LUMEN  INTO  THE  ABSORBING  CELL.   (Fr.)   Vodovar, 
N.  (Natl.  Inst,  Agric.  Res.,  Jouy-en-Josas ,  France) 
and  J.  Flanzy.  C.   R.    Acad.    Soi.     [D]    (Paris) 
272(12)  :169'4-1696,  1971. 

An  electron  microscopic  study  of  ultraflne  slices 
of  mucosa  from  the  proximal  part  of  the  small 
intestine  of  young  pigs  and  rats,  on  whose  surface 
ingested  lipids  had  been  preserved  and  had  penetrate( 
to  the  microvilli,  showed  that  the  lipid  particles 
changed  shape  when  they  came  into  contact  with 
the  plasma  membrane  of  the  absorbing  cells.  This 
appeared  to  permit  the  dissociation  of  chains  of 
fatty  acids  from  the  substances  with  which  they 
had  been  previously  associated,  at  the  same  time 
that  the  external  layer  of  the  plasma  membrane 
(which  was  formed  of  multiple  filaments,  separated 
by  fine,  non-opaque  spaces)  appeared  to  develop 
pores  which  opened  to  the  intermediate  layer, 
thus  facilitating  Ingestion  of  the  fatty  acid 
chal ns . 


9029      FLUID  AND  SOLUTE  TRANSIT  THROUGH  THE 

MUCOSA  AT  VARIOUS  SEGMENTS  OF  THE 
INTESTINES  IN  THE  RABBIT.   (Ger.)   Vogel  ,  G. 
(Madaus  Biol.  Inst.,  Cologne,  Germany),  I. 
Stoeckert  and  E.  Meyering.  Pfluegers  Arch. 
325(3)  :2't7-26l,  1971. 

The  duodengl  mucosa  of  the  rabbit  secretes,  at  a 
rate  of  59.3  ul/hr/cm^,  a  blood  isotonic  fluid 
which  Is  characterized  by  a  high  concentration 
of  HCO3  (almost  100  mM/l)  a  concentration  of  Na  = 
1^47  mM/l,  CI"  =  '42.3  mM/l.   Instillation  of  a 
solution  similar  In  composition  to  this  duodenal 
secretion  is  followed  in  the  jejunum  by  an 
Isotonic  absorption  with  only  a  slight  change 
in  concentration  of  solutes.   The  ileum  reacts 
similarly  but  the  absorption  rates  for  water  and 
solutes  are  greater.   The  colon  responds  with 
secretion  (enterosorpt Ion)  of  fluid  resulting  in 
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a  significant  decrease  in  concentration  of  the 
solutes.   Instillation  of  isotonic  NaCl  solution 
is  followed  in  the  jejunum  by  fluid  absorption 
whereby  Na+  and  CI"  are  absorbed  and  HCO3-,  K+ 
and  urea  secreted  (enterosorbed) .   In  the  colon 
(30  min  experiment)  fluid,  HCO3",  K+  and  urea  are 
secreted,  Na'^  and  CI"  absorbed.   Instillation  of 
pure  water  in  the  jejunum  is  followed  by  absorption 
of  fluid  and  secretion  of  solutes  which  reach 
concentrations  similar  to  those  in  plasma.   In 
the  colon,  during  the  30  min  test,  both  absorption 
and  enterosorption  of  fluid  take  place  while  the 
concentration  of  Na"*",  C1  +  ,  HCO3-  and  urea  are 
lower  than  in  plasma;  after  60  min,  absorption 
of  fluid  occurs.   The  equilibrium  concentrations 
in  the  jejunum  are:   osmolarity  296.0  mi  1 1 iosmoles/1 , 
Na  78.6+  mM/1,  CI"  2k. 6   mM/1  ,  HCO3-  S'+.S  mM/1,  K+ 
2.2  mM/1,  urea  59.9  mg/100  ml.   The  equilibrium 
concentrations  in  the  colon  are:   osmolarity  184.0 
mOsm/1  Na+  11.6  mM/1,  CI"  12.9  mM/1,  HCO,"  25.9 
mM/1,  K+  ](>.k   mM/1,  urea  I8I8  mg/100  ml. 


9030      PASSIVE  SUGAR  FLUX  ACROSS  FROG  JEJUNUM 

IN  VITRO.   (E.)   Loeschke,  K.  (U. 
Kentucky  Coll,  Med.,  Lexington),  D.  Hare  and  T.  Z. 
Csaky.  Pfluegers  Aroh.    328(l):l-20,  1971. 


9031      STUDIES  ON  THE  INTESTINAL  ABSORPTION 
OF  TRIOLEIN  l^lj  AND  OLEIC  ACID  125, 
DURING  TREATMENT  WITH  CHORIONIC  GONADOTROPIN. 
(It.)   indovina,  I.  (Inst.  Gen.  Clin.  Med., 
Palermo,  Italy),  L.  Scaffidi  and  N.  Custro. 
Boll.    Soc.    Ital.    Biol.    Sper.    ^7 (l  3) :369-372 ,  I97I 


9032      RATES  OF  ABSORPTION  BY  RAT  INTESTINE 

OF  PANCREATIC  HYDROLYSATES  OF  PROTEINS 
AND  THEIR  CORRESPONDING  AMINO  ACID  MIXTURES. 
(E.)   Crampton,  R.  F.  (British  Indust.  Biol.  Res. 
Assoc,  Carshalton,  England),  S.  D.  Gangolli,  P. 
Simson  and  D.  M.  Matthews.  Clin.    Soi.    '»1(5): 
hQ3-k]-l ,    1971. 


9033      CAT  IONIC  AMINO  ACID  TRANSPORT  IN  CHICKEN 

SMALL  INTESTINE.   (E.)   Herzberg,  G.  R. 
(U.  Maine  Dept.  Biochem.,  Orono)  ,  H.  Sheerin  and 
J.  Lerner.  Comp.    Bioahem.    Physiol.    40  (l  A)  :229-2'»7, 
1971. 


9034      INTESTINAL  ABSORPTION  IN  DUCKLINGS 
(ANAS  PLATYRHYNCHOS)  MAINTAINED  ON 
FRESH  WATER  AND  HYPERTONIC  SALINE.   (E.)   Crocker, 
A.  D.  (U.  California  Dept.  Biol.  Sci.,  Santa 
Barbara)  and  W.  N.  Holmes.  Comp.    Biochem.    Physiol. 
40(1A) :203-211  ,  1971. 


9035      ION  TRANSPORT  IN  PROXIMAL  AND  DISTAL 

HALVES  OF  TURTLE  COLON.  (E.)  Hajjar, 
J.  J.  (American  U.,  Sch.  Med.,  Beirut,  Lebanon). 
Comp.    Bioahem.    Physiol.    40(1  A) : 39-44 ,  1971. 


9036      GASTRIC  RESORPTION  OF  PORPHYRIN  FROM 

14c  HAEMOGLOBIN.   (Ger.)   Windorfer,  A. 
(Univ.  Pediatr.  Clin.,  Freiburg,  Germany),  W. 
Lehnert  and  W.  Kunzer.  Z.    Kinderheilkd.    110(3): 
212-217,  1971. 


See  also  numbers:   9200,  9362 
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9037      THE  EFFECT  OF  GLUCAGON  ON  INTESTINAL 

MOTILITY  AND  BLOOD  FLOW.   (E.)   Fasth, 
S.  (U.  Goteborg  Dept.  Surg.,  Sweden)  and  L. 
Hu1t€n.  Acta  Physiol.   Saand.    83 (2) : I69-I 73 ,  1971. 

Intestinal  motility  was  recorded  in  anesthetized^ 
cats  by  a  volume  recording  device  and  the  intestinal 
blood  flow  by  connecting  the  left  carotid  through 
a  drop  recording  unit  with  the  superior  mesenteric 
artery  by  a  wide  bore  polyethylene  tube.   In^ 
cats  with  intact  adrenal  glands,  i ntra-arterial 
glucagon  infusion  induced  a  considerable  and 
immediate  increase  of  intestinal  blood  flow  and  a 
delayed  (1  min)  inhibition  of  motility,  concomitantly 
with  a  small  rise  of  arterial  blood  pressure.  The 
above  affects  were  all  observed  when  the  adrenal 
glands  were  denervated  by  severing  the  splanchnic 
nerves.   However,  exclusion  of  the  adrenals  by 
encircling  ligatures  eliminated  the  delayed^ 
motility  and  blood  pressure  rise  while  the  in- 
testinal blood  flow  increase  upon  glucagon  in- 
fusion remained  the  same.   After  guanethid i ne, 
glucagon  still  induced  a  significant  blood  flow 
increase.   Glucagon  exerts  its  action  in  2  ways: 
a  direct  effect  on  the  vascular  smooth  muscles 
and  by  a  release  of  catecholamines  from  the 
adrenal  medulla  which,  in  turn,  inhibits  intestinal 
smooth  muscles. 


9038      EFFECT  OF  ADRENERGIC  FACTORS  ON 

PERISTALSIS  AND  ACETYLCHOLINE  RELEASE. 
(E.)   Ka2ic,  T.  (Fac.  Med.,  Belgrade,  Yugoslavia). 
Eur.    J.    Pharmacol.    16  (3) : 367-373,  1971. 

Increased  intraluminal  pressure  in  isolated  guinea 
pig  ileum  was  a  suitable  stimulus  for  both 
peristalsis  and  acetylcholine  release  and  study 
of  the  effects  of  norepinephrine  and  periarterial 
(sympathetic)  stimulation  or  peristalsis. 
Simultaneous  study  of  changes  in  peristaltic 
function  and  acetylcholine  release  was  possible. 
Periarterial  electrical  stimulation  at  50  cycles 
per  second  blocked  peristaltic  activity  induced 
by  constant  intraluminal  pressure  and  was  dependent 
on  the  duration  of  the  stimulation.   Preparations 
taken  from  animals  previously  treated  with  reserpine 
could  not  be  stimulated.   Inhibition  of  peristalsis 
reappeared  after  soaking  the  tissue  with  norepine- 
phrine.  Electrical  stimulation  coupled  with  in- 
creased intraluminal  pressure  produced  a  decrease 
of  acetylcholine  release.   Pretreatment  with 
reserpine  and  guanethidine  increased  peristaltic 
activity  and  acetylcholine  release  and  content  and 
was  recorded  as  not  being  due  only  to  the  removal 
of  sympathetic  restraint.   Catecholamine  depletion 
initiates  an  activation  of  cholenergic  mechanisms 
and  controls  the  activity  of  intramural  plexuses 
by  inhibiting  acetylcholine  release. 


Dept.  Vet.  Physiol.,  Scotland)  and  B.  F.  Leek. 
J.    Physiol.    (Land.)    219(3)  :587-6l0,  1971. 

Neuronal  activity,  identified  by  air  antidromic 
spike  collision  technique  and  bearing  a  temporal 
relationship  with  spontaneous  reticulorumi nal 
movements,  was  recorded  with  mi croelectrodes 
from  the  medulla  oblongata  in  halothane-anesthet i zed 
sheep.  The  zone  of  gastric  center  activity 
involved  the  dorsal  vagal  nucleus  and  the  grey 
reticular  formation  up  to  1  mm  dorsal  and  lateral 
to  the  nucleus.   Records  of  gastric  neuronal 
activity  were  probably  from  the  vicinity  of  cell 
bodies  rather  than  from  axons.  The  32  gastric 
center  units  at  which  the  evoked  vagal  response 
included  a  spike  which  could  be  cancelled  by  a 
spontaneously  occurring  spike  from  the  unit,  were 
considered  vagal  preganglionic  motoneurons.  The^ 
majority  of  motoneurons,  with  conduction  velocities 
of  10-26  m/sec  and  location  in  the  dorsal  vagal 
nucleus,  innervated  the  reticulum  or  the  rumen. 
One  rumenal  unit  discharged  during  both  primary 
and  secondary  cycle  movements.   Four  types  of^ 
interneurons,  not  orthodromical ly  or  ant idromical ly 
activated  by  vagal  nerve  stimulation,  were 
distinguishable  on  the  basis  of  discharge  patterns 
during  primary  cycle  movements.  Type  A,  but  not 
types  B  and  C,  interneuron  discharge  was  similar 
to  that  of  gastric  interneurons,  having  no  resting 
discharge  between  contraction  cycles.  Their 
discharges  were  temporally  related  to  either 
reticular  contractions  or  rumen  contractions 
during  primary  and  secondary  cycle  movements. 


90'»0      MESENCEPHALON  AND  GASTROINTESTINAL 

PERISTALSIS  ON  THE  FUNCTIONAL  TOPOGRAPHY 
OF  THE  MESENCEPHALIC  STRUCTURES  CONTROLLING 
GASTROINTESTINAL  PERISTALSIS.   (Ger.)   Bernthal , 
I.  (Inst.  Med.  Pharm. ,  Bucharest),  A.  Faibis  and 
E.  Wawernia.  Rev.    Roum.    Physiol.    8  (3)  :227-23'4 , 
1971. 

90/41      THE  EFFECT  OF  GLUCAGON  ON  INTESTINAL 

MOTILITY  AND  BLOOD  FLOW.   (E.)   Fasth, 
S   (U,  Goteborg  2nd  Dept.  Surg.,  Sweden)  and  L. 
Hulten.  Acta  Physiol.    Soand.    83 (2) :  I69-1 73 ,  1971. 

SOhl  THE  RELATIONSHIP  BETWEEN  THE  EMPTYING 

OF  THE  STOMACH  AND  RESPIRATION.   (Ger.) 
Schmidt,  H.  (Univ.  Med.  Rad iol .  I  nst .  Tubingen  , 
Germany).  Roentgenblatter  2h{?,) -M^-h^k  ,    1971. 

90it3      GASTRIC  STASIS  AFTER  VAGOTOMY.   (Fr.) 
Benoit,  D.  (3'*  Boulevard  Albert  Ler, 
Nancy,  France),  J.  Fays,  J.  C.  Hoeffel  and  P. 
Gaucher.  J.    Chir.     (Paris)    101  (3)  :  307-31^4 ,  1971. 


9039      THE  LOCATIONS  AND  ACTIVITIES  OF  MEDULLARY 

NEURONES  ASSOCIATED  WITH  RUMINANT  FORE- 
STOMACH  MOTILITY.   (E.)   Harding,  R.  (U.  Edinburgh 


90i*'4      FURTHER  STUDIES  ON  THE  NEUROGENIC 

NATURE  OF  THE  RHYTHMIC  CONTRACTIONS  OF 
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THE  INTESTINE.  (E.)   Mishra,  K.  C.  (All  India 

Inst.  Med.  Sci,  New  Delhi),  P.  Das  Gupta,  T.  J. 

Singh  and  R.  B.  Arora.  Indian  J.    Med.    Sci.    25(5) 
315-316,  1971. 


90^5      USE  OF  OPAQUE  MARKS  FOR  THE  STUDY  OF 

TRANSIT  THROUGH  THE  COLON.   (Fr.) 
Buffetaut,  M.  J.    Radiol.    Eleatrol.    Med.    Nual. 
52(5):285-286,  1971. 


90^6      THE  EFFECTS  OF  K+  FREE  SOLUTION  ON  TENSION 

DEVELOPMENT  IN  THE  SMOOTH  MUSCLE  TAENIA 
COLI  FROM  THE  GUINEA  PIG.   (E.)   Axelsson,  J.  (U. 
Goteborg  Dept.  Zoophysiol.,  Sweden)  and  B. 
Holmberg.  Acta  Physiol.    Saand.    82  (3)  •  322-332 
1971.  vj^  J  ^  i:>^. 


9048      THE  EFFECT  OF  DRUGS  ON  THE  ELECTRICAL 

AND  MECHANICAL  ACTIVITY  OF  THE  ISOLATED 
PERFUSED  CANINE  STOMACH.   (E.)   Green,  W.  E.  R. 
(London  Hosp.)  and  J.  D.  Hardcastle.  J.    R.    Coll. 
Surg.   Edinb.    16  (5)  :26i4-265,  1971. 


9049      INHIBITION  OF  GASTRIC  MOTILITY  BY 

ENDOTOXIN  (BACTERIAL  L I POPOLYSACCHAR I DE) 
IN  CONSCIOUS  GOATS  AND  MODIFICATION  OF  THIS 
RESPONSE  BY  SPLANCHNECTOMY,  ADRENALECTOMY  OR 
ADRENERGIC  BLOCKING  AGENTS.   (E.)   Van  Miert, 
A.  S.  J.  P.  A.  M.  (State  U.,  Inst.  Vet.  Pharmacol. 
Toxicol.,  Utrecht,  Netherlands).  Areh.    Int. 
Pharmaaodyn.    Ther.    193 (2) :405-4l4,  1971. 


9050      THE  STOMACH  AS  A  PUMP.   (E.)   Nelsen, 
T.  S.  (Stanford  U.  Sch.  Med.,  Calif.) 
and  S.  Kohatsu.  R.C.    Rom.    Gastroenterol,    3(2): 
65-71,  1971. 


9047      FUNCTIONAL  EXPLORATION  OF  DIGESTIVE 

MOTILITY  IN  PEDIATRIC  SURGERY.   (Fr.) 
Arhan,  P.  (Infant  Dis.  Hosp.,  Paris)  and  C. 
Faverdin.  Ann.    Chir.    Infant.    12  (3) : 1 97-206  ,  I971 


9051      SUPPORT  FOR  THE  SLIDING  MODEL  HYPOTHESI 

ON  THE  CONTRACTION  OF  THE  INTESTINAL 
SMOOTH  MUSCLES.   (Ger.)   Anonymous.  Hippokrates 
42(3):374-375,  1971. 
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9052      SALIVARY  SECRETION  IN  THE  RAT  IN  A  HOT 
ENVIRONMENT.   (E.)   Elmer,  M.  (U .  Lund 
Dept.  Physiol.,  Sweden)  and  P.  Ohlin.  Acta 
Physiol.    Saand.    83 (2) : 17^-1 78,  1971. 

Rat  submaxillary  gland  secretion  started  after 
35-'*5  min  and  ceased  after  75-85  min  exposure  to 
an  ambient  temperature  of  '40°  C;  animals  died 
after  90-100  min  exposure.   The  maximal  secretory 
rate  of  the  normally  innervated  gland  was  3.5 
drops  of  saliva/min,  while  sympathetic  denervation 
reduced  the  rate  to  63%   of  controls  and  para- 
sympathetic denervation  to  about  3t.      Salivary 
flow  usually  reached  its  maximum  within  10  min 
after  the  secretion  had  started.   Electrical 
stimulation  of  the  chorda-lingual  nerve  caused  a 
secretion  of  saliva  from  the  submaxillary  gland; 
the  maximal  secretory  rate  was  3-8  drops/min  reached 
at  a  frequency  of  20  shocks/sec.   The  secretory 
rate  produced  by  exposing  the  sympathetically 
denervated  rats  to  kO°    C  (2.2  drops/min),  corre- 
sponds to  an  impulse  frequency  of  10  shocks/sec. 
Secretion  in  sympathetically  denervated  rats  in 
36°  C  (2  drops/min)  corresponds  to  about  5  shocks/ 
sec  in  the  chorda  lingual  nerve.   Salivary  secre- 
tion evoked  by  heat  stress  is  mainly  mediated  by 
the  parasympathetic  secretory  nerves,  although 
the  sympathetic  fibers  also  take  part. 


9053      THE  PRESENCE  OF  SULFATE  ESTERS  IN 

ESOPHAGEAL  GLANDS  OF  THE  HUMAN  CARD  I A 
VENTRICULI  .   (Fr.)   Lambert,  R.  (E.  Herriot^ 
Hosp.,  Lyon,  France),  A.  Berard  and  C.  Andre. 
C.   B.    Soa.    Biol.    (Paris)    1 65 (l ) :91 -93 ,  1971. 

In  3  human  tissue  samples,  hi stochemical  study  of 
the  subepithelial,  mucus-secreting  glands  of  the 
cardia  ventricul i  ,  on  either  side  of  the  gastro- 
esophageal, epithelial  junction,  showed  the  pre- 
sence of  sulfate  esters  and  carboxyl  groups  in 
the  upper  (esophageal)  glands  alone.   In  v i  t ro 
incorporation  of  radioactive  sodium  sulfate  was 
also  demonstrable,  in  these  esophageal  glands,  as 
was  the  presence  of  sulfate  esters  in  the  sub-^ 
mucosal  glands  of  the  thoracic  esophagus.   It  is 
concluded  that  the  mucous  secretions  of  the 
esophagus  may  be  a  significant  source  of  glyco- 
protein sulfate  contamination  when  human  gastric 
secretions  are  collected  by  means  of  a  buccal 
sound . 


905A      KALLIKREIN,  TRYPS IN-LIKE  PROTEASES  AND 

AMYLASE  IN  MAMMALIAN  SUBMAXILLARY 
GLANDS.   (E.)   Bhoola,  K.  D.  (U.  Bristol  Dept, 
Pharmacol.,  England)  and  G.  Dorey. 
'♦3('*):78'4-793,  1971. 


Br.    J.    Pharmacol. 


rat  and  rabbit,  and  the  highest  concentrations 
were  observed  in  the  guinea  pig.   Unlike  kallikrei 
and  trypsin-like  proteases,  amylase  showed  a 
dominant  movement  towards  the  cathode  in  the 
electrophoretograms.   Trypsin-like  proteases 
hydrolyzing  the  synthetic  substrate  benzoyl 
arginine  p-ni t roan i 1 ide  were  detected  in  the 
extracts  of  only  the  rat,  hamster  and  the  cat. 
Submaxillary  gland  extracts  of  the  6  species 
showed  a  wide  variation  in  kallikrein  content; 
however,  the  esterase  activity  in  the  extracts 
did  not  correlate  with  the  kininogenase  activity 
of  kallikrein.   Both  activities  in  each  of  6 
species  were  affected  by  proteinase  inhibitors, 
but  not  similarly,  suggesting  that  mammalian 
submaxillary  kallikreins  are  not  identical 
proteins. 


9055      MOLECULAR  PROPERTIES  OF  RAT  PANCREATIC 
AND  PAROTID  a-AMYLASE.   (E.)   Sanders, 
T.  G.  (U.  British  Columbia  Dept.  Zool . ,  Vancouver 
Canada)  and  W.  J.  Rutter.  Biochemistry    11  (l): 
130-136,  1972. 

Both  disc  gel  electrophoresis  and  isoelectric 
fractionation  distinguished  between  rat  pancreati 
and  parotid  gland  purified  al pha-amy 1 ases  ,  2 
major  species  of  the  pancreatic  enzyme  were  re- 
solved by  isoelectric  fractionation.   Double 
diffusion  analysis  against  rabbit  antibodies  to 
the  pancreatic  enzyme  also  revealed  differences 
between  the  2  glandular  amylases.   Both  sources 
of  amylase  revealed  a  protein  of  molecular  weight 
56,000  g/mole  either  in  the  presence  or  absence 
of  6M  guanidine  hydrochloride  -  0.1  M  2-mercapto- 
ethanol  indicating  an  apparent  single  polypeptide 
chain  subunit  structure.   Amino  acid  compositions 
were  qualitatively  similar,  but  differences  in 
amounts  of  several  residues  were  evident.   Pan- 
creatic and  parotid  amylase  are  apparently  pro- 
ducts of  different  genes;  subunit  hybridization 
as  a  cause  of  the  observed  multiple  molecular 
forms  of  the  enzyme  is  not  a  probable  hypothesis, 
Amino  acid  analysis  of  amylases  from  various 
sources  suggests  that  sequence  homology  exists 
among  mammalian,  fungal  and  bacterial  alpha- 
amylases,  but  shows  no  such  evolutionary  relatior 
ship  between  these  enzymes  and  beta-amyl ases  of 
pi  ants. 


9056      METABOLISM  OF  SORBITOL  MODIFIED  BY 

ETHANOL  IN  RATS  FED  WITH  A  CHOLINE- 
DEFICIENT  OR  CHOL I NE-SUPPLEMENTED  LOW  PROTEIN 
HIGH  FAT  DIET.   (E.)   Hillbom,  M.  E.  (State  Alcol 
Monopoly,  Helsinki).  Life   Sai.    [ll]    10(16): 
927-938,  1971. 


Kallikrein,  trypsin-like  proteases  and  amylase 
concentration  was  measured  in  cat,  dog,  rabbit, 
rat,  hamster  and  guinea  pig  submaxillary  glands. 
No  amylase  was  detected  in  cat,  dog  and  hamster 
submaxillary  gland,  a  small  amount  was  seen  in 
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DIGESTIVE  ENZYMES  IN  BODY  FLUIDS.   (Ge 
Fritsch,  W.  P.  (U.  Dusseldorf  1st  Med. 

Clin.,  Germany)  and  W.  Rick. 

kk{3):k\Q-h3k,    1971. 


Krankenhausarz t 
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9058      EXPERIMENTAL  STUDY  ON  THE  EFFECT  OF 

HIGH  FREQUENCY  RADIATION  ON  THE  SECRE- 
TORY FUNCTION  OF  THE  STOMACH.   (Pol.)   Wrdblewski, 
T.  (Med.  Acad.  Inst.  Gen.  Dis.  Pathol.,  Warsaw, 
Poland)  and  K.  Zarzecki.  Aata  Physiol.    Pol. 
22(5):609-6l6,  1971. 

Total  body  microwave  irradiation  (without  hyper- 
thermia) of  8  dogs  (1  hr/day,  wave  length  10  cm, 
power  density  5  mi  1 1 iwatts/cm^ ,  frequency  1,200 
cycles/second)  for  2k   consecutive  days  caused  a 
marked  increase  in  volume  of  post-hi stami ne  gastric 
secretion,  an  increase  in  free  and  total  HCl ,  and 
an  increase  in  proteolytic  capacity.   Autopsy 
examination  revealed  marked  changes  (hypertrophy, 
ecchymosis,  erosions,  ulcerations)  in  the  mucous 
membrane  of  the  duodenum.   It  is  suggested  that 
the  secretory  changes  are  probably  due  to  distur- 
bances in  the  neural  regulation,  but  the  possibility 
of  a  direct  influence  of  high  frequency  radiation 
on  the  mucosa  should  not  be  excluded. 


9059      THE  EFFECT  OF  GASTRIN-LIKE  OLIGOPEPTIDES 

AND  15-LEUCINE  HUMAN  GASTRIN  I  ON  GASTRIC 
SECRETION  IN  DOGS.   (Ger.)   Welsch,  K.  H.  (U. 
Munich  Surg.  Polyclin.,  Germany),  H.  Bauer,  E. 
WUnsch  and  F.  Holle.  Z,  Gastroenterol.    9(3) :  I  SS-ig'*, 
1971. 

The  gastric  secretion  (using  the  Heidenhein  pouch 
after  vagal  denervation)  was  measured  at  15  min 
interval  during  slow  i.v.  infusion  of  different 
doses  of  tetrapeptide  (0.006  -  0.030  mg/kg) ,  penta- 
peptide  (0.004  -  0.030  mg/kg),  heptapeptide  (O.OO**  - 
0.030  mg/kg)  and  gastrin  I  (0.002  -  0.010  mg/kg). 
In  all  dosages  used  the  test  substances  caused  a 
highly  significant  increase  in  gastric  secretion. 
The  dose  required  for  maximal  secretion  was 
higher  (0.009  mg/kg)  for  tetrapeptide  than  for 
the  other  substances  (0.006  mg/kg).   There  was  a 
strong  to  complete  correlation  between  gastric 
secretion  and  stimulation  with  gastrin  I  and 
tetra-  penta-  or  heptapeptide  in  maximal  dosages. 
Continuous  infusion  of  these  peptides  in  supra- 
maximal dosages  did  not  lead  to  inhibition  of 
gastric  secretion  in  dogs. 


9060      EFFECT  OF  ADENOSINE  3',5'-CYCLIC  MONO- 
PHOSPHATE ON  BASAL  GASTRIC  ACID  SECRE- 
TION IN  MAN.   (Ger.)  Mertz,  D.  P.  (Univ.  Med. 
Polyclin.,  Freiburg  I.  Br.,  Germany),  K.  Mann  and 
R.  Jahr.  Klin.    Woahensohr.    ^(9 (1 6)  :936-939 ,  1971. 

Intravenous  administration  of  cyclic  adenosine 
3', 5' -cyclic  monophosphate  (cAMP)  to  12  subjects 
(with  normal  cardiovascular  systems)  in  0.5 
mg/kg/min  dose  had  no  effect  on  volume  and 
secretory  rate  of  hydrogen  ions  and  chloride,  but 
in  1.0  and  1.5  mg/kg/min  doses  it  caused  weak  but 
statistically  significant  stimulation  of  hydro- 
chloric acid  secretion  during  the  infusion  period. 
The  effect  was  less  pronounced  than  the  maximal 


stimulation  elicited  with  pentagastrin  (6  yg/kg 
s.c.  or  1.2  pg/kg/hr  i.v.).   Serious  side  effects 
(pain  in  abdomen,  head,  back,  extremities,  and 
numbness  and  tingling  in  fingers,  lassitude  and 
giddiness)  prevented  the  use  of  cAMP  in  larger 
doses.   It  is  concluded  that  cAMP  plays  an  impor- 
tant role  in  the  production  and  secretion  of 
gastric  acid  in  man. 


9061      INHIBITION  OF  GASTRIC  H+  SECRETION  BY 
ACETYLCHOLINE  IN  THE  ISOLATED  GIZZARD 
OF  FISTULA  CHICKENS.   (E.)   Burhol  ,  P.  G. 
(Ulleval  Hosp.,  Oslo,  Norway)  and  B.  I.  Hirschowitz. 
Saand.   J.    Gastroenterol.      6(Suppl.  ll):57-60,  1971. 

The  effect  of  infusion  of  acetylcholine  into  the 
isolated  gizzard  on  gastric  H"*"  secretion  was  studied 
in  3  white  Leghorn  chickens  with  gastric  fistulas. 
The  mean  H+  output  remained  constant  (0,70  mEq/30 
min)  during  perfusion  of  the  isolated  gizzard 
with  saline.   Infusion  of  a  II  solution  of 
acetylcholine  chloride  was  followed  by  a  signifi- 
cant decrease  in  the  mean  H+  outputs  when  com- 
pared with  controls.   On  the  other  hand,  no 
gastric  stimulation  occurred  during  the  perfusion 
of  the  isolated  gizzard  with  acetylcholine.  The 
data  suggest  that  the  gizzard  exerts  an  inhibitory 
hormonal  function  in  addition  to  its  previously 
suggested  mechanical  function. 


9062      THE  DISAPPEARANCE  OF  ACETYLSALICYL IC 

ACID  (ASA)  IN  AQUEOUS  SOLUTION  FROM 
THE  CAT  STOMACH  AND  ITS  INFLUENCE  ON  THE  TRANS- 
MUCOSAL  ION  TRANSPORT  IN  THE  INNERVATED  NON- 
SECRETING  STOMACH.   (E.)   Frenning,  B.  (U. 
Uppsala  Dept.  Physiol.  Med.  Biophys.,  Sweden). 
Aata  Physiol.    Saand.    83  (2) :  235-2^*6,  1971. 

Salicylate  and  hydrogen  ion  concentrations  de- 
creased during  instillation  of  aqueous  solutions 
of  acetylsal icyl ic  acid  into  innervated,  non- 
secreting  whole  stomach  pouches  in  the  cat. 
Volume  was  decreased  by  20-25%,  but  secretion 
did  not  affect  acetyl  sal Icyl ic  acid  absorption. 
After  an  instillation  of  about  16,5  mM  acetyl- 
sal icyl  ic  acid  in  aqueous  solutions,  the  changes 
in  H+,  CI"  and  Na"*"  concentrations  were  greater 
during  a  subsequent  instillation  of  HCl  than 
before.   Since  there  were  no  appreciable  volume 
changes,  the  net  effluxes  of  H"*"  and  CI-  ions  and 
the  net  influx  of  sodium  ions  were  also  increased. 
A  2-fold  increase  in  pepsin  output  was  seen 
during  instillations  of  HCl  after  acetylsal icyl ic 
acid  administration.   The  permeability-increasing 
effect  of  acetylsal icyl ic  acid  is  probably  due 
to  loosening  of  the  mucosa  with  a  consequent 
increase  of  the  extracellular  space. 


9063      GASTRIC  STIMULATION  BY  SUBCUTANEOUS 

INFUSION  OF  HISTAMINE  IN  FISTULA 
CHICKENS.   (E.)   Burhol,  P.  G.  (Ulleval  Hosp., 
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Oslo,  Norway)  and  B.  I.  Hirschowitz.  Soand.    J. 
Gastroenterol.    6(Suppl.  \\):\5-l^,    1971. 

The  effect  of  s.c.  infusion  of  histamine  on 
gastric  secretion  was  studied  in  10  white  Leghorn 
chickens  with  gastric  fistulas.   The  secretory 
rate  increased  progressively  with  increasing  doses 
of  histamine  over  a  range  of  75-1200  ug  histamine/ 
kg/hr.  As  for  volume  rate,  H+,  CI"  and  K+  output 
increased  gradually  after  histamine  infusion  with 
the  mean  maximal  response  occurring  with  the 
highest  doses  of  histamine.  The  pepsin  output 
also  increased  progressively  to  a  maximal  response 
with  the  highest  doses  of  histamine.   By  contrast 
to  the  other  secretory  products,  the  mean  Na 
output  showed  no  clear  response  to  histamine  during 
steady  state  secretory  conditions.   However,  the 
mean  Na'*'  output  displayed  a  shortlived  response 
to  the  three  highest  doses  of  histamine  with  peak 
values  occurring  in  the  first  30  min  after  starting 
the  infusion,  or  during  rising  gastric  secretion, 
followed  by  a  fall  to  basal  secretory  levels 
during  steady  state  secretion.   The  gastric  secre- 
tory response  of  water,  H"*",  CI",  K+  and  pepsin  to 
histamine  infusion  conformed  to  Mi chael i s-Menten 
ki  neti  cs . 


9064      GASTRIC  STIMULATION  BY  SUBCUTANEOUS 

INFUSION  OF  URECHOLINE  IN  FISTULA 
CHICKENS.   A  COMPARISON  TO  HISTAMINE  AND  PENTA- 
GASTRIN.   (E.)   Burhol,  P.  G.  (Ulleval  Hosp., 
Oslo,  Norway)  and  B.  I.  Hirschowitz.  Saand.    J. 
Gastroenterol.    6(Suppl.  1l):25-33,  1971. 

The  effect  of  s.c.  infusion  of  bethanechol 
(urecholine)  on  gastric  secretion  was  studied  in 
9  white  Leghorn  chickens  with  gastric  fistulas 
and  compared  with  results  obtained  with  histamine 
and  pentagastrin.   The  mean  maximal  response 
elicited  by  bethanechol  during  the  30-min  period 
of  steady  state  secretion  was  significantly  lower 
than  those  evoked  by  histamine  and  pentagastrin. 
Infusion  of  200  mg/kg/hr  of  bethanechol  was  ^ 
required  before  the  mean  basal  volume  rate,  H 
output,  CI"  output,  and  K"*"  output  were  raised. 
With  all  four  parameters,  maximal  response  was 
reached  with  the  highest  doses.   Infusion  of  ^400 
g/kg-hr  was  required  to  elevate  the  Na'''  output 
above  its  mean  basal  level,  but  then  the  Na"*" 
output  increased  progress i vely  wi th  increasing 
doses  up  to  1600  ug/kg-hr.   Unlike  the  situation 
for  water  and  electrolytes,  the  mean  basal  pepsin 
level  was  exceeded  already  during  infusion  of 
100  ug/kg-hr;  however,  as  with  the  other  secretory 
products,  a  mean  maximal  response  was  found  with 
the  highest  doses.   The  relationship  between 
dose  of  bethanechol  and  gastric  response  con- 
formed to  Michael is-Menten  kinetics. 


9065      INTRAVENOUS  INJECTION  OF  2-DEOXY-D- 

GLUCOSE  IN  GASTRIC  FISTULA  CHICKENS. 
(E.)   Burhol,  P.  G.  (Ulleval  Hosp.,  Oslo,  Norway) 
and  B.  I.  Hirschowitz.  Soand.    J.    Gastroenterol. 
6(Suppl.  ll):35-'*0,  1971. 


The  effect  of  i.v.  administration  of  2-deoxy-D- 
glucose  (2-DG)  on  gastric  secretion  was  studied 
in  k   white  Leghorn  chickens  with  gastric  fistulas. 
The  mean  basal  secretory  rate  remained  nearly 
constant  at  about  6.0  nl/hr  for  the  first  3  hr 
and  then  fell  to  5.2  ml/hr  in  the  fourth  hr  and 
h.2   nl/hr  in  the  fifth.  The  mean  secretory  rate 
showed  a  tendency  to  decline  with  increasing 
doses  of  deoxyglucose  from  a  mean  basal  level  of 
4.7  to  2.6  nl/hr  with  400  mg/kg.  The  mean  H"*" 
output  also  showed  a  decreasing  tendency  with 
increasing  doses  of  deoxyglucose  from  a  mean 
basal  level  of  0.68  to  0.38  nEq/hr  with  400  mg/kg. 
The  mean  pepsin  output  tended  to  stay  at  the  mean 
basal  level  of  15,000  P.U./hr  without  showing 
any  significant  response  to  the  various  deoxy- 
glucose doses.   Thus,  i.v.  injection  of  deoxy-^ 
glucose  failed  to  stimulate  gastric  secretion  in 
these  chickens. 


9066      GASTRIC  STIMULATION  BY  SUBCUTANEOUS 

INFUSION  OF  CHOLECYSTOKININ-PANCREOZVMIH 
IN  FISTULA  CHICKENS.   (E.)   Burhol,  P.  G.  (U. 
Alabama  Med.  Ctr.,  Birmingham)  and  B.  I . 
Hirschowitz.  Saand.   J.    Gastroenterol.    6(Suppl.  11): 
41-48,  1971. 

The  effect  of  s.c.  infusion  of  cholecystokinin- 
pancreozynin  (CCK-PZ)  on  gastric  secretion  was^ 
studied  in  5  white  Leghorn  chickens  with  gastric 
fistulas.   A  significant  rise  in  secretory  rate 
occurred  with  infusion  of  24  and  48  U/kg-hr  from 
a  mean  basal  level  of  5.9  ml/30  min  to_^a  mean 
maximal  response  of  10.1  ml/30  min.   H  output 
was  significantly  elevated  during  inf>'sion  of  24 
and  48  U/kg-hr  from  a  mean  basal  level  of  0.77 
mEq/30  min  to  a  maximum  of  1.45  nEq/30  min. 
Following  infusion  of  24  and  48  U/kg-hr  the  mean 
CI-  output  was  also  increased  significantly  (0.93 
to  1.67  mEq/30  min).   Infusion  of  48  U/kg-hr  was 
required  before  a  significant  increase  in  K 
output  occurred,  while  Na+  output  showed  no 
significant  response  to  CCK-PZ.   A  significant 
rise  in  pepsin  output  was  noted  during  infusion 
of  24  and  48  U/kg-hr  from  a  mean  basal  level  of 


of  CCK-PZ.  The  kinetics  of  the  CCK-PZ-st imulated 
gastric  response  conformed  to  Michael i s-Menten 
kinetics. 


9067      GASTRIC  INHIBITION  BY  SUBCUTANEOUS 

INFUSION  OF  SECRETIN  IN  FISTULA  CHICKENS. 
(E.)   Burhol,  P.  G.  (Ulleval  Hosp.,  Oslo,  Norway) 
and  B.  I.  Hirschowitz.  Scand.    J.    Gastroenterol. 
6(Suppl.  ll):49-55,  1971. 

Gastric  secretion  tended  to  fall  gradually  during 
s.c.  infusion  of  secretin.   The  secretory  rate 
fell  significantly  during  infusion  of  24  and  48 
U/kg-hr  from  a  mean  basal  level  of  6.3_^ml/30  min 
to  3.3  ml/30  min.   Gastric  output  of  H  ,  CI"  and 
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K*  also  decreased  significantly  during  infusion 
of  24  and  ^48  u/kg-hr  of  secretin.   Pepsin  output 
fell  significantly  during  secretin  infusion  from  a 
mean  basal  level  of  0.08  mEq/30  min  to  0.03 
mEq/30  min.   While  the  gastric  Ha'*'  output  tended 
to  fall  with  the  highest  doses,  this  fall  was  not 
significant.   The  ratio  of  pepsin  output  to  M+ 
output  was  constant  at  various  doses  of  secretin. 


9068      DETERMINATION  OF  ELECTROGEN I C ITY  OF 

FROG  GASTRIC  MUCOSA  IN  CHLORIDE-FREE 
SOLUTIONS  BY  USING  BARBITURATES.   (E.)   Dinno,  F. 
(U.  Louisville  Dept.  Phys.,  Ky.),  M.  Dinno,  C.-H. 
Lee,  M.  Schwartz  and  T.  N.  MacKrell.  Proa.    Soa. 
Exp.    Biol.   Med.    1 38(2)  :479-'48l  ,  1971. 
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EFFECT  OF  NICOTINIC  ACID  ON  GASTRIC 
SECRETION  OF  ACID  IN  HUMAN  SUBJECTS 
AND  IN  DOGS.   (E.)   Andersson,  S.  (Karolinska 
Inst.,  Stockholm),  L.  A.  Carlson,  L.  Or6  and 
E,  A.  Richards.  Saand.    J.    Gastroenterol.    6(8): 
693-698,  1971. 

The  effect  of  nicotinic  acid  on  basal  gastric 
acid  secretion  was  studied  in  19  patients  with 
coronary  heart  disease  and  hyperlipemia  and  in  3 
dogs  with  Pavlov  pouches.   Plasma  levels  of 
cholesterol  and  triglycerides  were  lowered  by 
nicotinic  acid  administration  in  all  patients. 
Nine  of  the  19  patients  were  achlorhydri c,  both 
before  and  after  one  week  of  nicotinic  acid  treat- 
ment.  Three  of  these  9  patients  had  true 
achlorhydria,  whereas  all  those  treated  with 
betazole  responded.   Of  the  10  subjects  who  had 
basal  acid  secretion,  the  gastric  acid  secretion 
in  response  to  0.5  g  of  nicotinic  acid  Increased 
in  9  patients  after  treatment  with  nicotinic 
acid  for  one  week.   After  2-6  months  of  treatment, 
8  of  10  patients  showed  a  reduction  of  the  one- 
hour  basal  output  after  0.5  g  nicotinic  acid  to 
or  even  below  the  pretreatment  levels  of  secretion. 
Of  the  19  subjects  the  2  in  whom  side  effects 
occurred  had  no  acid  response  to  nicotinic  acid. 
Thus,  these  side  effects  may  have  been  produced 
by  a  local  irritant  action  on  the  mucosa,  similar 
to  that  of  acetylsal icyl ic  acid.   In  all  3  dogs 
the  gastric  output  increased  significantly  in 
response  to  nicotinic  acid. 


9070      GASTRIC  SECRETION  IN  TOLBUTAM I  DE-PRO- 
VOKED HYPOGLYCEMIC  DOGS.   (E.)   Cannata, 
B.  (Cuyo  Natl.  U.  Sch.  Med.  Sci .  ,  Mendoza, 
Argentina),  A.  Alonso,  C.  Zeolite,  R.  Born,  E. 
Figueroa  and  J.  R.  E.  Suarez.  Acta  Gastroenterol. 
Lat.    Am.    3(0:17-20,  1971. 

In  mongrel  dogs  under  anesthesia,  various  para- 
meters of  gastric  secretion  were  studied  during 
a  2-hr  perfusion  with  tolbutamide  by  venoclysis. 
There  was  a  50^  reduction  in  blood  sugar  within 
30  min.   The  concentration  of  pepsin  was  greater 
than  control  at  30  and  60  min,  but  not  at  90  and 
120  min.   There  were  no  significant  changes  in 
secretory  volume  during  the  2-hr  period.   Acid 
secretion  during  the  first  hr  was  greater  than 
that  during  the  second  hr.  The  value  of  gastric 
pH  during  the  first  hr  was  lower  than  during  the 
second,  but  this  difference  was  not  significant. 


9071      SECRETION  OF  HYDROCHLORIC  ACID  BY  EX 
VIVO  ISOLATED  CANINE  STOMACH.   (E.T~ 
Kowalewski ,  K.  (U.  Alberta  Surg. -Med.  Res.  Inst., 
Edmonton,  Canada)  and  R.  Scharf.  Saand.    J, 
Gastroenterol.    6 (8)  :675-68l ,  1971. 

The  effect  of  in  vitro  oxygenation  of  blood  used 
to  perfuse  the  isolated  ex  vivo  canine  stomach 
on  acid  secretion  was  studied  by  circulating  the 
blood  through  a  bubble  oxygenator.   All  stomachs 
perfused  with  homologous  blood,  oxygenated  by 
supporting  in  vivo  dogs,  secreted  juice  with  a 
high  concentration  of  H+  and  Cl~  and  a  low 
concentration  of  Na"*".   None  of  the  stomachs 
perfused  for  k-J   hr  with  autologous  or  homologous 
blood  oxygenated  with  a  bubble  oxygenator  secreted 
HCl.  The  secretion  in  stomachs  perfused  in  v i  t ro 
had  a  very  high  concentration  of  Na"*"  and  a  low 
concentration  of  CI".   In  all  cases  where  the 
methods  of  perfusion  were  alternated  by  rapid 
disconnection  of  the  bubble  oxygenator  and  re- 
placing it  by  the  supporting  dog,  HCl  appeared 
and  its  concentration  rapidly  increased  simultan- 
eously with  the  increase  in  the  concentration  of 
CI"  and  decreased  in  the  concentration  of  Na"*". 
Thus,  the  secretory  insufficiency  of  parietal 
cells  associated  with  the  perfusion  of  ex  vivo 
canine  stomachs  in  the  in  vitro  system  was  not 
the  result  of  permanent  damage. 


9072      PROTECTIVE  ACTION  OF  DEGLYCYRRH I Z I N I  ZED 

LIQUORICE  ON  THE  OCCURRENCE  OF  STOMACH 
ULCERS  IN  PYLORUS-LIGATED  RATS.   (E.)   Andersson, 
S.  (Karolinska  Inst.,  Stockholm),  F.  Barony, 
J.  L.  F.  Caboclo  and  T.  Mizuno.  Saand  J. 
Gastroenterol.    6 (8) : 683-686  ,  1971. 

The  effect  of  deglycyrrhi nized  liquorice  on 
gastric  secretion  and  ulcer  frequency  was  studied 
in  pylorus-1 igated  male  Sprague-Dawley  rats. 
While  doses  of  25  mg  resulted  in  an  insignificant 
reduction  in  the  number  of  ulcers,  a  clearer 
protective  effect  was  observed  with  doses  of  50 
mg.   Doses  of  100-200  mg  gave  complete  protection 
in  most  animals.  \V\th   a  protecting  dose  of  75 
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mg  which  produced  a  marked  reduction  in  ulcer 
frequency,  neither  perforations  nor  deaths 
occurred.   The  majority  of  ulcers  appeared  in 
the  rumen  portion  of  the  stomach  (95.7^).   With 
75  mg  there  was  a  significant  reduction  of  both 
volume  and  acid  output,  while  the  concentration 
was  increased.   With  100  and  200  mg  there  was 
additional  slight  reduction  of  volume  and  acid 
output,  whereas  no  difference  in  acidity  was 
observed.   Boiling  the  liquorice  extract  de- 
creased the  effectiveness  of  the  protection.   It 
is  suggested  that  a  specific  thermolabile  ulcer- 
protecting  factor  exists  in  the  liquorice  extract. 


9073      THE  EFFECTS  OF  SECRETIN  AND  CHOLECY- 

STOKININ-PANCREOZYMIN  ON  THE  STOMACH. 
(Fr.)   Duffaut,  M.  (Purpan  Hosp.,  Toulouse, 
France),  R.  Tournut  and  A.  Ribet.  Avah.    Fr.    Mai. 
App.    Dig.    60(8-9,  Suppl .  3):237-252,  1971. 
(98  references) 

A  review  and  discussion  concludes  that  both  sub- 
stances control  duodenal  alkalinity  through  the 
flow  of  pancreatic  and  biliary  secretions  and  also 
prevent  excessive  acidification  of  the  duodenun 
by  inhibiting  gastric  motility  and  secretory 
acti vi  ty. 


907'*      MECHANISMS  RELATING  GASTRIC  ACID  SECRE- 
TION AND  MUCOSAL  BLOOD  FLOW  DURING 
GASTRIN  AND  HISTAMINE  STIMULATION.   (E.)   Reed, 
J.  D.  (Univ.  Med.  Sch.,  Newcastle  upon  Tyne, 
England)  and  J.  R.  Smy.  J.    Physiol.    (Land.) 
219(3):571-585,  1971. 

There  was  no  change  in  the  relationship  between 
the  increase  in  mucosal  blood  flow  and  the  in- 
crease in  acid  secreted  in  response  to  most  forms 
of  gastrin  stimulation  (pentapept ide ,  gastrin 
extract).   This  relationship  varied  markedly  during 
histamine  stimulation.   The  ratio  decreased 
progressively  with  time  during  infusions  of  both 
large  and  small  doses  of  histamine,  and  with  the 
large  dose,  the  ratio  was  higher  in  each  period 
than  in  the  corresponding  periods  with  all  other 
forms  of  stimulation.   Possibly  larger  doses  of 
histamine  produced  sufficient  hypotension  to 
reduce  the  gastric  perfusion  in  spite  of  mucosal 
vasodilatation.   Differences  shown  in  the  ratio 
of  change  in  mucosal  blood  flow  to  change  in  acid 
secretion  with  histamine  and  gastrin  stimulation 
provide  further  evidence  that  the  amidopyrine 
clearance  technique  measures  gastric  mucosal 
blood  flow. 


9075      SPLANCHNIC  NERVE  INHIBITION  OF  GASTRIC 
ACID  SECRETION  AND  MUCOSAL  BLOOD  FLOW 
IN  ANAESTHETIZED  CATS.   (E.)   Reed,  J.  D.  (Univ. 
Med.  Sch.,  Newcastle  upon  Tyne,  England)  and 
D.  J.  Sanders.  J.    Physiol.    (Lond.)    219(3) : 555-570 , 
1971. 

Pentapeptide  or  histamine  (i.v.)  stimulated 
gastric  secretion  and  mucosal  blood  flow  was 


inhibited  by  efferent  splanchnic  nerve  stimulation 
in  cats  if  elevated  blood  pressure  was  prevented. 
Mucosal  blood  flow  stimulated  by  i sopropyl norepi ne- 
phrine  infusions  was  also  reduced  by  splanchnic 
stimulation,  again  barring  rises  in  blood  pressure. 
The  inhibitory  effect  of  splanchnic  nerve  stimula- 
tion is  not  due  to  reducing  the  amount  of 
stimulant  arriving  at  the  gastric  mucosa,  but  may 
be  due  to  vasoconstriction.   It  is  possible  that 
a  direct  inhibitory  effect  on  the  parietal  cells 
exists. 


9076      THE  QUANTIFICATION  OF  AN  ACID  STABLE 

ESTERASE  IN  HUMAN  GASTRIC  JUICE  BY 
SINGLE  LINEAR  IMMUNODIFFUSION.   (E.)   Rapp,  W. 
(Univ.  Med.  Clin.,  Heidelberg,  Germany).  Clin. 
Chim.   Acta   36(1):5-15,  1972. 

Single  linear  immunodiffusion  was  used  to 
quantitatively  determine  an  antigenic  acid-stable 
esterase  of  human  gastric  juice,  gastric  mucus, 
and  gastric  mucosa.   The  diagnostic  significance 
of  the  esterase  in  gastric  secretions  was  in- 
vestigated.  Three  different  concentrations  of 
esterase  in  lyophilic  gastric  mucosa  were  used. 
The  antisera  were  obtained  from  rabbits  immunized 
with  purified  enzyme  and  the  esterase  was  purified 
by  DEAE-chromatography  and  Sephadex  G  200  gel- 
filtration.   Results  were  determined  by  use  of  a 
specific  computer  program.   The  fractions  of 
gastric  juice  was  routinely  collected  from  normal 
volunteers  and  patients  after  betazole  (1.7  mg/kg 
body  weight)  stimulation.   Base  values  were 
obtained  prior  to  stimulation.   The  secretion  of 
esterase  was  rectilinear  when  the  logarithm 
of  the  esterase  concentration  was  plotted  as 
a  function  of  the  migration  distance  and 
values  within  a  concentration  range  of  I89 
to  8.9  mg^  was  noted.   Identical  samples  expressed 
variations  of  1%   when  run  simultaneously  in 
different  tubes.   With  different  batches  the 
error  was  3-5  to  5%. 


9077      THE  CARBOHYDRATE  CONTENT  OF  MUCOSAL 

BIOPSIES.   (E.)   Barton,  W.  (U.  Bristol 
Dept.  Med.,  England),  P.  Brown  and  J.  R.  Clamp. 
Clin.    Chim.    Acta   36(0:262-263,  1972. 

Study  of  32  mucosal  biopsies  showed  that  both 
the  gastric  mucosal  biopsy  and  the  fractions  of 
free  gastric  mucus  contained  the  same  monosaccha- 
rides, namely  fucose,  mannose,  galactose,  N-acetyl- 
glucosamine,  N-acetyl -gal actosamine ,  and  sialic 
acid.   There  was  close  agreement  between  the 
proportions  of  monosaccharides  in  the  insoluble 
and  soluble  fractions  of  free  mucus  and  in  the^ 
biopsies.   The  carbohydrate  content  was  determined 
by  gas-liquid  chromatography.   The  gastric 
biopsy  was  limited  to  the  mucosal  layer  by  the 
size  of  the  forceps  and  its  composition  confirmed 
histologically  and  chemically.   The  mucus  was 
distributed  as  a  continuous,  adherent  mucus 
layer  over  the  epithelial  surface  and  every  sixth 
cell  was  found  to  be  a  goblet  cell  largely  filled 
with  mucus.   These  findings  suggest  the 
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carbohydrate  composition  of  mucosal  biopsy  is 
contributed  by  the  epithelial  surface  mucus  and 
by  the  goblet  cell  content. 


agent,  while  hexamethonium,  mesphenal  and  sphero- 
physine  were  the  least  protective  compounds 
stud  i  ed . 


9078      ROLE  OF  GENETIC  FACTORS  IN  THE  STIMULATING 

EFFECT  OF  GASTRIN  PENTAPEPTIDE  ON 
HYDROCHLORIC  ACID  SECRETION  IN  STOMACH.   (Rus.) 
Salganik,  R.  I.  (Inst.  Cytol .  Genet.,  Novosibirsk, 
USSR),  S.  v.  Argutinskaia  and  R.  I.  Bersimbaev. 
Vopr.   Med.    Khim.    17(5) :5l6-519,  1971. 

In  Wistar  male  albino  rats,  weighing  between  200 
and  250  g,  the  administration  of  gastrin  penta- 
peptide  {h   ug/kg,  with  a  20-min  interval  between 
the  h   s.c.  injections)  resulted  in  a  stimulation 
of  gastric'  acid  secretion,  RNA  synthesis  and 
histidine  decarboxylase  activity,  the  latter 
being  increased  2.5  to  3  times.   The  stimulatory 
effect  of  gastrin  pentapeptide  was  inhibited  by 
aurantin  (l  mg/kg) ,  given  30  min  prior  to  gastrin 
pentapeptide,  and  30  min  later.   Aurantin  alone 
did  not  decrease  gastric  acid  secretion  in  the 
controls.   The  stimulatory  effect  of  histamine  (2 
mg/kg  i.m.)  on  gastric  acid  secretion  was  not 
inhibited  by  aurantin.   Histamine  had  no  effect 
on  RNA  synthesis  in  gastric  mucosa.   Therefore, 
gastrin  pentapeptide  acts  as  a  genetic  inducer, 
Increases  DNA-dependent  RNA  synthesis,  codes 
histidine  decarboxylase  and  thereby  the  histamine 
produced  acts  as  an  intermediary  in  the  effect 
of  gastrin  pentapeptide. 


9079      COMPARATIVE  EVALUATION  OF  THE  EFFECT 

OF  DIFFERENT  CHOL  I  NOLYT  I  CS  ON  THE 
DEVELOPMENT  OF  EXPERIMENTAL  DESTRUCTIONS  IN  THE 
GASTRIC  MUCOSA  OF  ALBINO  RATS.   (Rus.)   Barnaulov, 
0.  D.  (Leningrad  Med.  Inst.  Sanit.  Hygiene,  USSR) 
and  A.  K.  Savel'ev.  Farmakol.    Toksikol.    34(5): 
557-560,  1971. 

Effects  of  methylbenactyzi ne  and  its  iodomethyl ate , 
hexamethonium,  isoprene,  atropine  and  its  iodo- 
methylate,  arpenal  ,  mesphenal  and  spherophys i ne 
on  the  development  of  gastric  ulcers  induced  by  a 
6-  or  2'4-hr  pyloric  ligation  were  studied  in  old 
male  albino  rats.   After  a  6-hr  pyloric  ligation, 
the  greatest  protection  against  ulcer  formation 
and  milder  destructive  changes  was  noted  with 
atropine  iodomethylate.   After  a  2'4-hr  ligation, 
the  greatest  protection  was  seen  with  methyl - 
benactizine  and  its  iodomethylate  and  with  atropine. 
In  both  groups,  hexamethonium  was  the  least 
effective  compound  tested.   In  another  series  of 
experiments,  female  rats  showed  a  higher  prevalence 
of  gastric  ulcers  after  pyloric  ligation  than 
males  {dl.hX,    as  compared  to  23.31).   In  female 
rats,  atropine  iodomethylate  was  the  most  active 
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DOG  TRYPSIN  AND  DOG  PLASMA  PROTEASE 
INHIBITORS.   (E.)   Ohlsson,  K.  (MalmoGen.  flosp., 
Sweden).  Saand.    J.    Clin.    Lab.    Invest.    28(2): 
219-223,  1971. 

Trace  amounts  of  dog  trypsin  mixed  with  dog  serum 
or  injected  i.v.  into  dogs  were  bound  mainly  to 
the  al.pha-macroglobul  in  (82^)  and  to  alpha-anti- 
trypsfn  (18^).   The  relative  affinity  of  dog 
trypsin  for  the  al pha-macroglobul ins  and  for  the 
other  trypsin  inhibitors  taken  together  was  30:1. 
Trypsin  binding  to  al pha-ant i t ryps in  was  rapidly 
taken  over  by  the  al pha-macroglobu 1 i ns  in  vi  tro 
as  well  as  in  v  i  vo .   Elimination  of  t ryps i n-al pha- 
macroglobul  i  n  complexes  injected  i.v.  or  formed 
in  vivo  fol lowed  a  first-order  reaction,  while 
alpha-ant i tryps i n-bound  trypsin  disappeared  much 
slower.   Al pha-macroglobul i ns  may  function 
biologically  as  a  defense  mechanism  against  trypsin 
liberated  in  the  organism.   Consequently,  trypsin 
biologically  released  into  the  intercellular 
space  or  i.v.  will  increase  the  turnover  of  alpha- 
macroglobul i n  and  second,  influence  the  alpha- 
antitrypsin  metabolism. 


9081      THE  EFFECT  OF  PREDNISONE  ON  TOTAL 

PROTEIN.   MUCUS  AND  GLUCOSAMINE  CON- 
CENTRATIONS IN  GASTRIC  JUICE.   (E.)   Florkiewicz, 
H.  (Med.  Acad.  Dept.  Intern.  Med.,  Lublin,  Poland), 
Bull.    Pol.    Med.    Sai.    Hist.    1 4  (3) : 1 1 5-1 1 7  ,  1971. 


9082      GASTRIC  JUICE  SECRETION  IN  CHILDREN 

WITH  SIMPLE  OBESITY.   (Pol.)   Nowak,  S. 
(Med.  Acad.  2nd  Pediatr.  Clin.,  Lodz,  Poland),  I. 
Planeta  Malecka  and  S.  Nowicki.  Pediatr.    Pol. 
k(>{(,):lll-Til,    1971. 


9083      QUANTITATIVE  CHARACTERISTICS  OF  REPARA- 
TIVE PROCESSES  IN  THE  RAT  STOMACH 
AFTER  RESECTION  OF  THE  FUNDAL  REGION.   (Rus.) 
Timashkevich,  T.  B.  (Inst.  Med.  Genet.,  Moscow). 
Biull.    Eksp.    Biol.   Med.    72  (7)  :91 -9't ,  1971. 


908'i      MATHEMATICAL  MODEL  OF  THE  RELATIONSHIPS 

BETWEEN  THE  ELECTROLYTE  CONCENTRATIONS 
OF  GASTRIC  JUICE.   (Fr.)   Ligny,  G.  (Civil  Hosp., 
Charleroi,  France)  and  J.  Manouiloff.  Bull. 
Soo.    Clin.    Hop.    Charleroi   22  (3)  :95-l 02 ,  1971. 


ifl^k| 


See  also  numbers:   9215,  9231,  9348 
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9085      EFFECT  OF  DOPAMINE  ON  PANCREATIC  SECRE- 
TION IN  THE  DOG.   (E.)   Hashimota,  K. 
(Tohoku  U.  Sch.  Med.,  Sendai,  Japan),  S.  Satoh 
and  0.  Takeuchi.  Br.    J.    Pharmacol.    43  Ct)  :739-7'46 , 
1971. 

Dopamine  (1-10  ug) ,  given  i ntra-arterial ly  in 
preparations  of  isolated  blood-perfused  canine 
pancreas,  caused  a  profuse  flow  of  pancreatic 
juice  which  increased  with  the  dose  given.  The 
secretory  activity  of  dopamine  (3  yg)  which  de- 
creased blood  flow  was  approximately  equal  to 
that  of  secretin  (0.1  unit)  which  increased  blood 
flow.   L-dopa  arterial  injections  up  to  100  yg 
were  ineffective,  whereas  an  infusion  of  L-dopa 
at  a  rate  of  100  yg/min  for  10  min  caused  a 
marked  increase  of  secretion  after  a  delay  of  3 
min  but  did  not  affect  blood  flow.   L-dopa  or 
dopamine  (i.v.)  although  eliciting  a  marked 
increase  of  pancreatic  secretion,  was  not  as 
effective  as  i ntra-arterial  injection.   The  pro- 
nounced stimulation  of  secretion  with  dopamine  was 
not  obtained  with  other  catecholamine  (norepin- 
ephrine, epinephrine,  i soprenal i ne)  used.   Autonomic 
blocking  agents  did  not  appreciably  alter  the 
secretory  response  of  the  pancreas  to  dopamine. 
Dopamine  apparently  acts  directly  on  the  exocrine 
cells  in  the  pancreas. 


9086      EFFECTS  OF  FASTING  AND  FEEDING  ON 

PROTEIN  SYNTHESIS  BY  THE  RAT  PANCREAS. 
(E.)   Morisset,  J.  A.  (VA  Hosp.,  Augusta,  Ga.) 
and  P.  D.  Webster.  J.    Clin.    Invest.    51 (l): 1-8, 
1972. 

Male  Sprague-Dawley  rats  were  fed  ad  1 ibi  tum  or 
fasted  for  2k,    k^   or  72  hr  before  sacrifice  and 
removal  of  the  pancreas  for  the  measurement  of 
in  vitro  uptake  of  L-phenyl  alan  i  ne-'^'^C.   Compared 
wTth  the  fed  controls,  the  decrease  of  incorpora- 
tion of  the  labeled  amino  acid  was  29^,  391  and 
35^  after  fasts  of  Ih ,    k%   and  72  hr,  resp.   The 
radioactivity  of  pancreatic  amylase  from  rats 
fasted  ^48  hr  was  hy/o   of  that  seen  in  fed  controls. 
Administration  of  bethanecol  chloride  (0.2  mg/kg, 
s.c.)  to  rats  fasted  for  '48  hr  was  accompanied 
by  a  definite  increase  in  incorporation  of  the 
label  compared  with  similarly-fasted  rats  in- 
jected at  that  time  with  saline.   Because  changes 
in  pool  size  of  precursor  (amino  acid)  and  product 
(amylase)  could  be  excluded,  it  is  concluded  that 
fasting  is  associated  with  decreased  rates  of 
pancreatic  amylase  and  protein  synthesis. 


9087      DISTRIBUTION  OF  PANCREATIC  ENZYMES 
BETWEEN  SERUM  AND  RED  BLOOD  CELLS. 
(E.)   Appert,  H.  E.  (Hahnemann  Med.  Coll.  Hosp., 
Philadelphia,  Pa.),  R.  S.  Yacoub,  F.  W.  Pairent 
and  J.  M.  Howard.  Ann.    Surg.    1 75  (l )  :  10-1  ^t,  1972. 

Pancreatic  juice  was  collected  on  ice  by  Thomas 
duodenal  cannula  in  chronic  dogs  under  constant 


secretin  and  pancreozymin  stimulation  and  its 
proteins  tagged  with  ^^^1.   Experimental  dogs 
received  an  i.v.  injection  of  IO-3O  ml  of  labeled 
pancreatic  juice  while  controls  each  received  an 
i.v.  sodium  infusion  of  non-labeled  pancreatic 
juice  collected  within  the  3-hr  period  before 
its  administration.   Venous  blood  samples  were 
taken  from  both  groups  before  as  well  as  during 
the  3-hr  period  subsequent  to  administration  of 
pancreatic  enzymes.   At  each  time  of  sampling 
after  infusion,  the  amylase  and  lipase  activities 
of  plasma  were  higher  than  those  of  whole  blood 
or  washed  cells.  The  whole  blood  amylase  activity 
was  less  than  that  of  plasma  and  higher  than  that 
of  the  red  cells.  The  plasma  lipase  levels  were 
higher  than  those  of  the  whole  blood  or  washed 
blood  cells,  while  the  lipase  levels  of  whole 
blood  were  the  same  as  those  for  washed  cells. 
Plasma  activities  of  amylase  and  lipase  were  the 
highest  immediately  after  infusion.   After  in- 
jection of  labeled  enzymes,  the  highest  amount 
of  radioactivity  appeared  in  the  plasma,  the 
least  in  the  blood  cells,  with  intermediate 
amounts  in  whole  blood.  Approximately  50^  of 
the  pancreatic  enzymes  disappeared  from  the 
circulation  within  1-h   hr  after  administration. 


9088      EFFECT  OF  ETHANOL  ON  PANCREATIC  SECRE- 
TION IN  MAN.   (Fr.)   Capitaine,  Y. 
(Res.  Unit.  Pathol.,  Marseilles,  France),  C. 
de  Barros  Mott,  L.  Gullo  and  H,  Sarles.  Ardh. 
Fr.    Mai.    App.    Dig.    60 (8-9) : 193-198,  1971. 

Simultaneous  gastric  and  duodenal  intubation  of 
12  normal  male  subjects,  under  conditions  which 
prevented  the  passage  of  gastric  juice  into  the 
duodenum,  was  followed  by  repeated  determinations 
of  lipase,  amylase,  trypsin,  chymotrypsin  and 
bicarbonates  in  the  duodenal  juice,  before  and 
after  introduction  of  ethanol  into  the  duodenum 
(500  ml  of  a  \2%   solution  over  15  min.)  or  i.v. 
injection  of  a  combination  of  secretin  (l  U/kg) 
plus  pancreozymin  (3  U/kg).   Following  the 
introduction  of  ethanol,  the  secretion  of  the 
enzymes  was  essentially  unaffected,  but  the  mean 
total  volume  of  bicarbonates  in  the  duodenal 
juice  was  3  times  higher  than  in  controls, 
approximately  one-third  that  seen  in  response  to 
secretin  and  pancreozymin.   It  is  concluded  that 
the  presence  of  alcohol  induces  a  statistically 
significant,  but  moderate,  increase  of  the 
liberation  of  secretin  from  the  duodenal  mucosa. 


9089      ENDOGENOUS  CHOLECYSTOKI N I N-PANCREOZYM IN 
STIMULATED  BY  I NTRADUODENAL  INSTILLATIO^ 
OF  MAGNESIUM  SULFATE.   (Sp.)   Colombato,  L.  0. 
(Natl.  Inst.  Health,  Haedo,  Argentina)  and  H.  C. 
Parodi.  Acta  Gastroenterol.   Lat.   Am.    2(3): 
l')9-152,  1970. 

In  10  normal  subjects  int raduodenal  instillation 
of  magnesium  sulfate  {kO   ml  of  a  33^  solution) 
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or  rapid  i.v.  injection  of  choiecystokinin-pan- 
creozymin  (75  units)  induced  highly  comparable 
stimulation  of  both  the  gallbladder  and  the  pan- 
creas, as  measured  by  secretion  of  lipase,  bi- 
carbonate and  bilirubin.   In  2  patients  with 
malabsorption  syndrome,  magnesium  sulfate  stim- 
ulated the  external  secretory  activity  of  the 
pancreas,  but  exerted  no  significant  effect  on 
gallbladder  activity,  although  i.v.  injection  of 
the  hormone  (believed  to  be  a  single  polypeptide 
with  a  dual  action)  induced  the  same  responses  as 
those  seen  in  normal  controls.   There  appeared  to 
be  no  satisfactory  explanation  of  the  phenomenon. 


9090      THE  CONFORMATIONAL  PROPERTIES  OF  THE 

BASIC  PANCREATIC  TRYPS IN- INH I BITOR. 
(E.)   Vincent,  J. -P.  (Natl.  Sci .  Res.  Ctr., 
Marseilles,  France),  R.  Ch i cheport i che  and  M. 
Lazdunski.  Eur.    J.    Bioahem.    23  (3)  :'401-'tl  1 ,  1971. 

The  conformational  properties  of  the  basic  pan- 
creatic trypsin  inhibitor,  which  is  comprised  of 
58  amino  acids  in  a  single  polypeptide  chain, 
have  been  studied  using  both  physical  and  chemical 
techniques.   The  inhibitor  reacts  with  trypsin  to 
form  an  extremely  stable  1:1  complex  and  is  an 
excellent  model  of  effector-receptor  association. 
Conformational  stability  is  unaltered  at  77°  C 
and  pH  2.1  or  in  6  M  guan id i ne-HCl  at  pH  7.5.   If 
the  disulfide  bridge  Cys  \k   -  Cys  38  is  cleared 
this  stability  is  reduced.   Between  pH  1  and  11, 
there  exists  3  folded  isomeric  forms.   Form  I, 
found  near  neutral  pH,  is  the  most  stable.   Form 
II  is  stable  below  pH  1 .5  -  2  and  becomes  altered 
at  81°  C.   Form  III  is  predominant  at  pH  10-11  at 
20°  C.   Analysis  of  the  conformational  isomers  I, 
II,  and  III  with  carboxamidomethyl ated  inhibitor 
and  of  the  carboxamidomethyl,  carboxymethyl ,  and 
amino-ethyl  derivatives  of  the  modified  Cys  I'*  - 
Cys  28  is  reported.   The  acidic  conformational 
change  1^1  I  depends  on  the  ionization  of  a 
buried  carboxylate,  a  possible  side  chain  of  Glu 
7.  The  alkaline  i  somerizat  ion  l^-^MI  occurs 
when  the  a-ammonium  of  the  N-terminal  residue  is 
unmasked  (pK  =  9.^  at  25°  C) .   Acetylation 
stabilizes  a  form  similar  to  III. 


9091      EFFECTS  OF  RESERPINE  AND  PRENYLAMINE  ON 
THE  L-DOPA  TURNOVER  IN  THE  RAT  EXOCRINE 
PANCREAS.   (E.)   Aim,  P.  (U.  Lund  Inst.  Anat. 
Histol.,  Sweden),  B.  Ehinger,  B.  Falck  and  L. 
Nordgren.  Eur.    J.    Pharmacol.    16 (2) : 192-200 ,  1971. 

At  various  intervals  after  injection  of  Sprague- 
Dawley  rats  with  L-DOPA,  {kO   mg/kg,  i.v.)  the 
pancreases  were  removed  and  assayed  for  content 
of  dopamine  and  DOPA.   With  the  i.v.  injection  of 
100  mg/kg  USD  1015  (m-hydroxybenzyl hydrazi ne)  to 
inhibit  DOPA  decarboxylase  1  hr  before  the  injec- 
tion of  DOPA,  there  was  a  strong  diffuse  fluores- 
cence in  the  basal  two-thirds  of  the  exocrine 
cells,  with  only  weak  or  no  fluorescence  in  the 
apical  cells.   With  injection  of  100  mg/kg  of 
nialamide  to  inhibit  monoamine  oxidase  3  hr 


before  injection  of  DOPA,  there  was  a  strong 
diffuse  fluorescence  over  all  cells  and  a  very 
strong  granular  fluorescence  10  and  20  min.  after 
injection  of  L-DOPA.   After  injection  of  5  mg/kg 
of  reserpine  there  was  little  increase  of  fluores- 
cence over  that  seen  in  controls.   Administration 
of  reserpine  before  injection  of  NSD  1015  and 
L-DOPA  gave  a  fluorescence  picture  similar  to 
that  obtained  with  NSD  1015  and  L-DOPA  alone. 
In  rats  receiving  reserpine  before  nialamide  and 
L-DOPA,  the  picture  was  similar  to  that  seen  with 
L-DOPA  alone.   The  effects  of  prenylamine  CiO 
mg/kg,  i.v.,  ^4  hr  before  L-DOPA)  were  similar  to 
those  with  reserpine.   Hi stochemi cal  determinations 
showed  that  after  L-DOPA,  reserpine  increased 
the  exocrine  pancreatic  content  of  both  dopamine 
and  DOPA,  while  prenylamine  decreased  the  content 
of  dopamine  but  initially  increased  the  content 
of  DOPA.   In  rats  treated  with  either  reserpine 
or  prenylamine,  treatment  with  nialamide  markedly 
increased  the  content  of  dopamine. 


9092      INHIBITION  IN  MAN  OF  EXOCRINE  PANCREAS 

SECRETION  BY  CALCITONIN.   (Ger.) 
Schmidt,  H.  (Univ.  Med.  Clin.,  Gottingen,  Ger- 
many), R.-D.  Hesch,  M.  HLifner,  K.  Paschen  and  W. 
Creutzfeldt.  Dtsch.    Med.    Woahensohr.    96(45): 
1773-1775,  1971. 

After  a  prior  pancreatic  stimulation  with  a  3-hr 
infusion  of  secretin  and/or  pancreozymi n-cholecy- 
stokinin,  calcitonin  was  infused  over  a  30-min 
period  (salmon  calcitonin  20  vjg/30  min,  human 
calcitonin  1 80  yg/30  min)  into  10  healthy  young 
male  probands,  and  its  effect  on  volume,  bicarbonate, 
trypsin,  amylase  and  bilirubin  content  in  5-min 
fractions  of  duodenal  fluid  examined.   Calcitonin 
decreased  the  secret in-stimul ated  volume  to  75^ 
of  its  original  value,  the  enzyme  output  to  50^, 
and  had  no  effect  on  bicarbonate  concentration. 
It  decreased  the  pancreozymin-cholecystokinin 
stimulated  volume  to  30-'40^,  the  enzyme  output 
to  20^,  decreased  the  bilirubin  output,  and  had 
an  inconsistent  effect  on  bicarbonate.   After 
combined  secretin  and  pancreozymin  stimulation, 
calcitonin  caused  an  inhibition  of  enzyme  and 
bilirubin  output  (to  ^40^  of  control),  but  only 
insignificantly  affected  volume  and  bicarbonate 
concentration.   The  inhibitory  effect  of  salmon 
calcitonin  lasted  longer  (more  than  60  min  after 
discontinuation  of  infusion)  than  of  human 
calcitonin  (30  min).   During  the  infusion  the 
serum  calcitonin  level  rose  8-10  times  the 
normal  values,  but  no  decrease  in  serum  calcium 
level  was  detected.   It  is  concluded  that 
calcitonin  has  a  strong  inhibitory  effect  on  the 
pancreozymin-st imulated  secretory  function  of 
the  pancreas  but,  in  the  dosages  used,  only 
slightly  affects  the  secret i n-st imul ated  hydro- 
kinetic  function  of  this  organ. 


9093      THE  EFFECT  OF  L-THYROXINE  ON  THE  PRO- 
LIFERATION OF  CELLS  OF  THE  RAT  PANCREAS. 
(Rus.)   Markelova,  I.  V.  (Inst.  Med.  Genet., 
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Moscow)  and  G.  F.  Goriunova.  Biull.    Eksp.    Biol. 
Med.    72(8):93-95,  1971. 


909^*      OPT  INDUCED  FLUORESCENCE  OF  GLUCAGON 
AND  SECRETIN.   (E.)   Hakanson,  R.  (U. 
Lund  Dept.  Pharmacol.,  Sweden),  H.  Johansson  and 
A.  L.  Ronnberg.  Acta  Physiol.    Sound.    83(3): 
'427-'t29,  1971. 


9095      RELATIVE  UTILIZATION  OF  CASEIN,  FISH 

PROTEIN  CONCENTRATE  AND  ISOLATED  SOYBEAN 
PROTEIN  FOR  GROWTH  AND  PANCREATIC  ENZYME  REGENERA- 
TION OF  THE  PROTEIN  CALORIE  MALNOURISHED  BABY  PIG. 
(E.)   Pond,  U.    G.  (New  York  State  Coll.  Agric, 
Ithaca),  W.  Snyder  and  J.  T.  Snook.  J.    Nutr. 
101 (9):1193-1200,  1971 . 


9097      THE  EFFECT  OF  THYROIDECTOMY  ON  THE  CON- 
TENT OF  MICROELEMENTS  IN  THE  PANCREAS, 
ITS  MORPHOLOGY  AND  FUNCTION.   (Rus.)   Kovtuniak, 
N.  A.  and  P.  I.  Tsapok.  Probl.    Endokrinol .    17(3): 
101-lOit,  1971. 


9098      THE  EFFECT  OF  LIGATING  THE  PANCREATIC 

DUCT  ON  DIGESTION  IN  THE  PIG.   (E.) 
Anderson,  D.  M.  (ARC  l-nst.  Anim.  Physiol., 
Babraham,  Cambridge,  England)  and  R.  W.  Ash. 
Proa.    Nutr.    Soo.    30(1 )  :3'4A-35A,  1971. 


9099      THE  HORMONAL  CONTROL  OF  PANCREATIC 

SECRETION  IN  THE  RABBIT.   (Sp.)   Murillo, 
A.  (U.  Granada  Dept.  Anim.  Physiol.,  Spain)  and 
M.  A.  Lopez.  Rev.    Esp.    Fisiol.    27 (2) : 1 31 -138, 
1971. 


9096      PANCREATIC  SECRETION  AFTER  SELECTIVE 

AND  TRUNCAL  VAGOTOMY  IN  THE  DOG.   (E.) 
Thambugala,  R.  L.  (Roy.  Postgrad.  Med.  Sch., 
London)  and  J.  H.  Baron.  Br.    J.    Surg.    58(11): 
839-8'4i(,  1971. 


9100      'CHEMICAL  AND  ELECTRON  MICROSCOPIC 

STUDIES  ON  5 '-NUCLEOTIDASE  ACTIVITY  IN 
THE  EXOCRINE  PARENCHYMA  AND  THE  SECRETION  OF  RAT 
PANCREAS.   (Ger.)   Putzke,  H.  P.  (U.  Rostock 
Inst.  Gen.  Spec.  Pathol.,  Germany)  and  B.  Ernst. 
Aata  Biol.   Med.    Ger.    26  ('4)  :665-670 ,  1971. 


See  also  number  :  9601 


HEPATOBILIARY  TRACT 


9101      METHYLVINYLMALEIMIDE  FROM  BILIRUBIN 

PHOTOOXIDATION.   (E.)   Lightner,  D.  A. 
(U.  California  Dept.  Chem. ,  Los  Angeles)  and 
G.  B.  Quistad.  Soienoe   1 75  C^Ol  9) :  32^4 ,  1972. 

Bilirubin  was  exposed  to  photooxidat ion  in  vi  tro 
and  the  photo-products  were  characterized.   The 
bilirubin  was  irradiated  for  12  hr  with  a  medium 
pressure  mercury  lamp  as  an  internal  source  while 
a  stream  of  oxygen  was  bubbled  through  the  re- 
action vessel.   Thin-layer  chromatography  revealed 
the  presence  of  methyl vi nyl -maleimide  in  a  5^ 
yield  and  biliverdin  which  was  the  major  product. 
The  methyl vinylmaleimide  was  characterized  by  its 
melting  point,  mass  spectrum,  and  its  nuclear 
magnetic  resonance  spectrum.   The  methylvinyl- 
maleimide  appears  to  be  produced  by  elision  of 
rings  A  and  B  of  bilirubin  via  photoxidat ion  of 
the  enamine-like  B  and  6  bridges.   When  the 
photolysis  reaction  (including  oxygenation)  was 
repeated  under  the  exact  conditions  as  before, 
except  that  light  was  omitted  and  the  solution 
was  kept  in  the  dark,  no  methyl vi nylmaleimide 
could  be  detected  by  thin-layer  chromatography. 
In  this  dark  reaction,  95^  of  the  bilirubin  re- 
mained intact  after  18  hr. 


9102      3-HETHYLCHOLANTHRENE  BLOCKS  HEPATIC 

NECROSIS  INDUCED  BY  ADMINISTRATION  OF 
BROMOBENZENE  OR  CARBON  TETRACHLORIDE.   (E.) 
Reid,  W.  D.  (NIH,  Bethesda,  Md . ) ,  B.  Christie, 
M.  Eichelbaum  and  G.  Krishna.  Exp.    Mol.    Pathol. 
15(3):363-372,  1971. 

The  effect  of  pretreatment  with  3-methy  1  chol a.nthrene 
(3-MC)  on  the  induction  of  hepatic  necrosis  by 
various  hepatotoxic  agents  was  studied  in  male 
Sprague-Dawley  rats  and  male  C57  black/6  mice. 
Pretreatment  with  3-MC  (60  mg/kg  in  3  doses) 
completely  blocked  the  cent rolobul ar  necrosis 
seen  after  bromobenzene  treatment  (7.16  mmoles/kg) 
in  85^  of  the  experimental  animals.   Prior 
treatment  with  3-MC  also  prevented  the  necrosis 
induced  in  rats  by  administration  of  chl orobenzene 
(9.75  mmoles/kg)  or  a-chloronaphthalene  (5.90 
mmoles/kg),  but  did  not  alter  the  hepatotoxi ci ty 
elicited  by  d imethyl ni trosami ne  (0.35-1.08 
mmoles/kg),  thioacetamide  (0.13  to  1.20  mmoles/kg) 
or  allyl  alcohol  (9. 1 5  mmoles/kg) .  The  centro- 
lobular  necrosis  induced  by  2.58  mmoles/kg  CCU 
was  reduced  in  severity  by  pretreatment  with  3-MC, 
but  the  effect  of  12.9  mmoles/kg  CCll^  was  un- 
altered by  3-MC.   3-MC  failed  to  block  necrosis 
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induced  by  bromobenzene  or  chlorobenzene  in  mice, 
and  in  some  experiments  it  even  slightly  enhanced 
the  severity  of  necrosis.   In  the  rat  the  adminis- 
tration of  3-MC  increased  the  metabolism  of  ■^'*C- 
bromobenzene  but  reduced  the  amount  of  -^"^C-bromo- 
benzene  covalently  bound  in  liver  macromolecul es . 
The  data  suggest  that  bromobenzene  causes  hepatic 
lesions  by  the  formation  of  covalent  bonds  between 
a  chemically  reactive  metabolite  and  tissue 
macromolecules . 


9103      INTERFERENCE  OF  BERYLLIUM  WITH  ENZYME 

INDUCTION  IN  RAT  LIVER.   (E.)   Witschi, 
H.  P.  (U.  Montreal  Fac.  Med.,  Quebec,  Canada)  and 
P.  Marchand.  Toxiaol.   Appl.    Pharmacol.    20(4): 
565-572,  1971. 

The  effect  of  beryllium  on  enzyme  induction  in 
the  normal  and  regenerating  rat  liver  was  studied. 
A  single  Be  dose  of  50  umoles/kg  decreased  the 
basal  (noninduced)  activity  of  only  acetanilide 
hydroxylase  to  a  significant  degree.   The  inhibition 
of  hydrocort i sone- i nduced  tryptophan  pyrrolase 
and  3-methyl cholanthrene- i nduced  acetanilide 
hydroxylase  by  Be  was  dose  dependent.   Be  also 
inhibited  phenobarbi tal - i nduced  aminopyrine 
demethylase.   The  effect  of  Be  on  these  enzyme 
systems  was  demonstrable  up  to  72  hr  after 
administration,  the  acute  LD50  being  around  50 
ymoles/kg.   With  the  exception  of  acetanilide 
hydroxylase,  the  effects  of  Be  on  enzyme  induction 
were  Irreversible  by  the  third  day  of  administra- 
tion (30  umoles/kg).   In  the  case  of  methyl- 
cholanthrene  induction  of  acetanilide  hydroxylase, 
Be  had  to  be  injected  either  before  the  methyl- 
cholanthrene,  with  it  or  within  the  first  6  hr 
after  it  in  order  to  inhibit  enzyme  induction 
within  the  inducing  period  of  2k   hr.   Exposure 
of  rats  to  Be  for  6  hr  only  did  not  affect  enzyme 
induction  in  normal  or  regulating  rat  liver. 


910it      EFFECT  OF  SORBITOL  ON  THE  BILIGENIC 

FUNCTION  OF  THE  LIVER.   (Rus.) 
Bezkorovai nai a ,  N.  M.  (Med.  Inst.  Ternopol,  USSR). 
Farmakol.    Toksikol.    3^*  (5)  :586-587,  1971. 

The  administration  of  sorbitol  to  6  dogs  with 
permanent  gallbladder  fistulas  resulted  in  an 
increase  in  bile  secretion  during  a  3"'*  hr  period, 
and  a  decrease  in  the  concentration  of  cholates, 
bilirubin  and  cholesterol  in  the  bile.   The 
increase  in  the  bile  secretion  was  accompanied 
in  most  cases  by  an  increase  in  the  total  amount 
of  excreted  bilirubin,  while  the  amount  of  bile 
acids  was  increased  in  2,  decreased  in  3  and  un- 
changed in  1  dog.   The  stimulation  of  cholate 
formation  in  2  dogs  was  due  to  a  more  active 
synthesis  of  taurocholic  and  desoxycholic  acids. 
In  male  rats,  the  rate  of  bile  secretion  was 
dependent  upon  the  dose  of  sorbitol.   Rats  were 
less  sensitive  to  sorbitol  than  dogs,  and  the 
response  was  generally  more  protracted.   However, 
moderate  inhibition  of  cholate  secretion  inter- 
vened, due  to  a  decrease  in  the  amount  of 


taurocholic,  desoxycholic  and  glycocholic  acids 
in  the  bile.   The  total  amount  of  bilirubin  and 
cholesterol  was  increased,  causing  a  decrease  in 
the  cholate-cholesterol  coefficient. 


9105      MECHANISMS  OF  THE  INHIBITORY  EFFECT  OF 
FAT  ON  HEPATIC  BILE  SECRETION.   (Rus.) 
Nesterin,  M.  F.  (Inst.  Nutr.,  Moscow),  R.  V. 
Narodetskaia  and  V.  F.  Markelova.  Vopr.    Pitan. 
30(5):'*7-51,  1971. 

in  dogs  fed  butter,  followed  after  1  hr  by  gas- 
trin, bile  secretion  was  increased  during  the 
first  3  hr  in  a  pattern  similar  to  that  noted 
after  meat  feeding;  after  6  hr,  bile  secretion 
decreased  in  animals  fed  butter  and  other  fat 
products.   The  effect  of  butter  on  bile  secretion 
was  abolished  by  ethanol ,  Indicating  a  stimulation 
of  gastric  secretion.   In  dogs  fed  butter  and 
treated  with  secretin,  bile  secretion  was  increased 
during  the  first  hr  and  again  at  4-6  hr.   In 
dogs  treated  by  HCl  (into  the  duodenum)  followed 
immediately  by  secretin  (i.v.)  the  patterns  of 
bile  secretion  Indicated  that  Inhibition  of 
hepatic  bile  secretion  was  associated  with  in- 
hibition of  gastric  juice  secretion.   In  dogs 
with  gast roduodenal  anastomoses  or  fistulas, 
administration  of  butter  Into  the  Intestine  did 
not  alter  the  pattern  of  bile  secretion  from  that 
observed  In  control's.   Results  of  these  and  other 
experiments  demonstrated  that  dietary  fats 
inhibit  the  secretion  of  hepatic  bile  by  depressing 
gastric  secretion  during  the  first  several  hr; 
at  later  periods  bile  secretion  was  inhibited  as 
a  result  of  changes  In  the  formation  of  secretin 
in  the  intestine  and  In  the  rate  of  hepato- 
intestinal  circulation  of  bile  acids. 


9106      THE  INFLUENCE  OF  EXPERIMENTALLY  INDUCED 
HEPATOTOXICITY  ON  THE  PRESSOR  RESPONSES 
TO  VASOACTIVE  SUBSTANCES  IN  BEAGLE  DOGS.   (E.) 
Vogin,  E.  E.  (Food  Drug  Res.  Labs.,  Maspeth, 
N.  Y.)  and  D.  L.  Bokelman.  Toxicol.    Appl. 
Pharmacol.    20  (3) : 291 -298  ,  1971. 

The  effect  of  ethlonlne  (25  or  50  mg/kg  for 
18-20  days)  and  CC^  (2.0  ml/kg  for"  2  days) 
(p.o.)  on  the  vasopressor  responses  obtained 
following  the  injection  of  angiotensin,  norepine- 
phrine and  epinephrine  was  studied  in  beagles. 
The  Induction  of  hepatotoxl cl ty  by  either  drug 
was  confirmed  by  increases  in  the  plasma  half- 
life  of  indocyanlne  green,  and  serum  alkaline 
phosphatase  or  SGOT  elevations.   Treatment  with 
ethionlne  was  followed  by  decreases  In  the 
systolic  and  diastolic  pressor  responses  to 
angiotensin  of  35^  and  241,  resp.   After  ethionlne 
treatment  the  systolic  pressor  response  to 
norepinephrine  was  decreased  25'o,  but  diastolic 
pressor  responses  were  not  altered  significantly. 
Following  CC  1 /|- i  nduced  hepatotoxl  ci  ty  ,  systolic 
and  diastolic  responses  to  all  3  pressor  agents 
were  potentiated.   Liver  changes  characteristic 
of  CCli)  and  ethionlne  toxlty  were  observed  in 
treated  animals. 
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9107      ETHANOL  AMD  INDUCTION  OF  MICROSOMAL  DRUG- 
METABOLIZING  ENZYMES  IN  THE  RAT.   (E.) 
Singlevich,  T.  E.  (Med.  Coll.  Wisconsin,  Milwaukee) 
and  J.  J.  Barboriak.  Toxiaol.    Appl.    Pharmaaol. 
20(3):  28^4-290,  1971. 

The  effect  of  an  ethanol  solution,  given  in  place 
of  drinking  water  over  a  4-week  period,  on  the 
hepatic  microsomal  drug-metabolizing  enzyme  system 
and  the  effect  of  such  treatment  on  the  response 
of  this  system  to  DDT  and  chlorcycl izi ne  were 
studied  in  rats.   Chronic  ingestion  of  ethanol, 
DDT  or  chlorcycl izine  led  to  a  substantial  de- 
crease in  0-demethyl ase  activity  and  elevated 
cytochrome  P-'+SO  content.   When  DDT  or  chlor- 
cycl izine  was  administered  along  with  ethanol, 
there  was  an  additional  but  small  increase  in 
the  O-demethylase  activity  and  P-^^SO  levels.  An 
increase  in  protein  content  was  seen  in  groups 
receiving  DDT  or  chlorcycl izine,  with  or  without 
ethanol.   In  groups  receiving  DDT  or  chlorcycl izine 
without  ethanol,  there  was  a  decrease  in  the 
liver  alcohol  dehydrogenase  activity  when  com- 
pared with  controls.   Animals  receiving  DDT  or 
chlorcycl iz ine  but  no  ethanol  metabolized   C- 
ethanol  to  ^'*C02  at  a  comparable  rate.   A  signifi- 
cant reduction  in  liver  alcohol  dehydrogenase 
activity  was  observed  after  chronic  chlorcycl i zi ne 
admi  ni  strat  ion . 


9108      EFFECT  OF  PROTEIN  DEPRIVATION  OF  MALE 

WEANLING  RATS  ON  THE  KINETICS  OF  HEPATIC 
MICROSOMAL  ENZYME  ACTIVITY.   (E.)   Mgbodile, 
M,  U.  K.  (Virginia  Polytech.  Inst.,  Blacksburg) 
and  T.  C.  Campbell.  J.    Nutr.    1 02  (1 ):  53-60 ,  1972. 

Protein  deprivation  (S%   casein  diet)  reduced 
body  weight  gain  by  89^  whereas  decreased  food 
intake  reduced  it  by  38^.   Liver  weights,  as  a 
percentage  of  body  weights,  were  higher  in  the 
low  protein  group  compared  to  rats  on  decreased 
food  intake  and  controls.   Microsomal  protein  and 
DNA  contents  were  lower  in  the  low  protein  animals; 
however,  the  ratio  of  these  parameters  remained 
unchanged  for  the  3  groups.   Maximal  velocities 
(Vmax)  for  ethy Imorph i ne  and  aniline  were  lower 
in  the  protein-deprived  group,  whether  these 
rates  were  expressed  per  mg  microsomal  protein, 
per  gm  liver  or  per  100  g  body  weight.   The 
Michael  is  constant  (Km)  for  ethy Imorphine  was 
lower  and  that  for  aniline  was  higher  in  low 
protein  diet  rats.   Decreased  food  intake  also 
showed  a  similar  trend  but  to  a  lesser  degree. 
Growing  animals  or  humans  provided  a  diet  low  in 
protein  can  be  expected  to  metabolize  foreign 
compounds,  such  as  drugs,  pesticides,  or  carcinogens 
at  a  greatly  decreased  rate. 


9109      THE  IDENTIFICATION  OF  MONOCONJUGATES 

OF  BILIRUBIN  IN  BILE  AS  AMIDE  DERIVA- 
TIVES.  (E.)   Jansen,  F.  H.  (Acad.  Hosp.,  Louvain, 
Belgium)  and  B.  H.  Billing.  Bioahem.    J.    125(3): 
917-919,  1971. 


Ammonolysis  of  conjugated  bilirubin  was  an 
acceptable  substitution  reaction  since  bimolecular 
nucleophilic  substitution  occurs  at  the  carbonyl 
atom  of  the  esterified  carboxyethyl  side  chain 
of  bilirubin  and  bilirubin  amides  are  formed. 
Four  distinct  chromatographic  bands  were  obtained 
and  immediately  eluted  from  the  silica  gel  with 
choloroform  and  evaporated  to  dryness;  in  this 
form  they  appeared  stable.   The  pigments  were 
examined  by  mass  spectrometry  and,  in  order  of 
decreasing  Rp  values  on  the  chromatogram ,  were 
bilirubin,  2  bilirubin  monoamides  (I  and  ll)  and 
bilirubin  diamide.   The  complementary  azobilirubin 
amide  moiety  of  bilirubin  monoamide  I  has  a  vinyl 
isomeric  structure,  whereas  that  of  monoamide  II 
has  an  isovinyl  configuration.   From  rat  biles, 
containing  85^  monoconjugates ,  (>5%   of  the  pigments 
obtained  after  ammonolysis  were  bilirubin  mono- 
amides.   The  2  isomeric  forms  were  present  in 
equal  quantities.   Bilirubin  monoglucuronide 
apparently  exists  as  a  chemical  entity  in  bile. 


9110      BIOCHEMICAL  AND  MORPHOLOGICAL  PARAMETERS 
OF  TAUROLITHOCHOLATE- INDUCED  CHOLESTASIS. 
(E.)   Priestly,  B.  G.  (U.  Adelaide  Dept.  Human 
Physiol.  Pharmacol.,  Australia),  M.  G.  C6te  and 
G.  L.  Plaa.  Can.    J.    Physiol.    '*9(12)  :  IO78-IO9I  , 
1971. 

Cessation  of  bile  flow  in  rats  after  i.v.  sodium 
taurol i thocholate  (dose-related  cholestatic 
response)  or  bile  duct  ligation  was  accompanied 
by  progressive  elevations  of  serum  bilirubin  and 
SGPT.   These  parameters  reached  maximal  values 
when  bile  flow  was  returning  to  normal  in 
taurol i thocholate-treated  rats.   Sodium  tauro- 
lithocholate  and  taurocholic  acid  combination  or 
taurocholic  acid  alone  led  to  an  elevation  of 
SGPT  and  serum  bilirubin  but  no  cholestasis. 
Hepatic  ul trastructural  changes  following  sodium 
taurol i thocholate  were  dilation  of  biliary 
canaliculi  and  endoplasmic  reticulum  and  dis- 
organization of  the  parenchymal  cells.   Changes 
were  most  marked  at  12  hr  and  were  reversed  at 
24  hr.   Ul trastructural  changes  and  reversal 
correlated  with  microsomal  function  as  measured 
by  zoxazolamine  paralysis  time  and  SGPT  levels. 
Changes  were  consistent  with  obstruction  of  the 
biliary  tract  by  sodium  taurol i thocholate  pre- 
cipitation; however,  a  combination  of  bile  acids 
elicited  hepatocyte  disturbances  without  causing 
a  decrease  In  bile  flow. 


9111 


LIVER  REGENERATION:   INFLUENCE  OF 
INTERVAL  POSTEXTIRPATION  ON  IN  VITRO 
GROWTH  OF  CELLS  FROM  THE  REMNANT  LIVER.   (E.) 
Hays,  D.  M.  (U.  Southern  California  Sch.  Med., 
Los  Angeles),  Y.  Matsushima,  I.  Tedo  and  A. 
Tsunoda.  Pvoc.    Soa.    Exp.    Biol.    Med.    138(2): 
658-660,  1971. 

Tissue  from  the  liver  of  20  groups  of  rats  (10 
with  each  size  of  resection)  removed  from  6  to  hi 
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hr  posthepatic  resection  yielded  no  surviving 
cells.   Tissue  removed  at  ^48  hr,  72  hr,  4  days 
and  5  days  yielded  cells  with  consistent  growth 
in  all  inoculated  plates.   This  growth  declined 
with  each  increase  in  the  interval  from  partial 
resection  to  the  time  of  tissue  removal,  e.c|_. 
from  125,250  to  44,500  cells/plate  in  the  group 
with  a  551  resection  and  from  41,250  to  24,000 
cell/plate  in  the  25^  resection  group.   Cells 
did  not  survive  from  tissue  removed  at  5  days  and 
7  days  post  resect  ion  (25^  resection  group)  and  at 
7  days  (55%  resection  group).   Cells  in  the  intact 
liver  remnant  following  major  hepatic  resection 
may  be  primarily  under  the  influence  of  extra- 
hepatic  factors  during  the  initial  48-hr  period 
of  rapid  cell  division. 


9112      EFFECTS  OF  AGE  AND  SEX  ON  RAT  BILE  ACID 

METABOLISM.   (E.)   Beher,  W.  T.  (Henry 
Ford  Hosp.,  Detroit,  Mich.),  K.  K.  Casazza  and 
C.  J.  Lin.  Proa.    Soo.    Exp.    Biol.    Med.    138(2): 
645-650,  1971. 

Cholic  and  chenodeoxychol ic  acid  excretion  are 
governed  by  first-order  kinetics  at  all  age 
intervals  investigated.   There  was  no  sex  difference 
in  the  cholic  or  chenodeoxychol i c  acid  pool  half- 
life  at  any  age  studied.   Pool  half-lives  did  not 
change  with  age  from  46  through  450  days;  the 
chenodeoxychol ic  acid  half-lives  were  considerably 
shorter  than  the  corresponding  cholic  acid  half- 
lives  in  all  groups.   From  1-15  days,  bile  acid 
pools  of  male  and  female  rats  were  equal  in  size 
and  contained  only  cholic  acid.   However,  from 
day  27  through  450,  female  rats  contained  major 
concentrations  of  both  primary  bile  acids,  while 
male  rats  contained  only  trace  amounts  of 
chenodeoxycho I ic  acid.   Cholic  acid  pools  were 
similar  in  the  2  sexes  from  1  day  through  450 
days.   Variations  within  these  pools  were  probably 
due  to  differences  between  the  rate  at  which  the 
gastrointestinal  tract  and  other  body  parts 
develop.   From  46  through  450  days,  the  pools  of 
both  sexes  contained  similar  concentrations  of 
the  secondary  bile  acids  (alpha-  and  beta- 
muricholic  and  deoxycholic  acids),  which  did  not 
appear  until  46  days.   Alternate  pathways  are 
suggested  for  the  synthesis  of  the  muricholic 
acids  which  do  not  involve  chenodeoxychol i c  acid. 


9113      ACTIVITIES  OF  LYSOSOMAL  ENZYMES  OF  THE 

RAT  LIVER  AFTER  ADMINISTRATION  OF 
ETHANOL.   (Ger.)   Piatt,  D.  (Justus  Liebig  U. 
Med.  Clin.,  Giessen,  Germany)  and  B.  Schnorr. 

Naunyn  SaJmiedebergs  Arch.    Pharmakol.    270(4): 
343-348,  1971. 

Determination  of  protein  concentration  and  bound 
(i ntralysosomal )  and  free  (ext ralysosomal )  activity 
of  gl ucosami noglycan  hydrolases  in  rat  livers 
after  1  g/kg/day  i.p.  administration  of  ethanol 
for  14  days  revealed  a  significant  decrease  in 
extralysosomal  hyal uron idase  and  B-gl ucuroni dase 
activity  with  no  change  in  protein  concentration 


and  S-acetyl glucosamidase  activity  and  a  significant 
decrease  in  i ntral ysosomal  S-gl ucuronidase  and 
protein  concentration,  slight  decrease  of  intra- 
lysosomal  6-acetylglucosami nidase  and  no  change 
in  hyal uronidase  activity.   Electron  microscopy 
of  liver  cells  showed  a  loose  cytoplasm,  swollen 
and  damaged  mitochondria  with  disappearance  of 
mitochondrial  cristae  and  defective  lysosomal 
membranes . 


9114      LIPEMIC  EFFECTS  OF  INTERMITTENT  ETHANOL 

INGESTION  IN  RATS.   (E.)   Barboriak, 
J.  J.  (VA  Ctr.,  Wood,  Wis.)  and  R.  C.  Meade.  Q. 
J.    Stud.   Alcohol.    32(4):953-959,  1971. 

The  mean  plasma  triglyceride  levels  rose  from  l42 
mg/100  ml  on  day  1  to  632  mg/lOO  ml  on  day  4  in 
female  Sprague-Dawl ey  rats  given  ethanol  and 
corn  oil  repeatedly  and  from  37  to  98  in  those 
receiving  dextrose  and  corn  oil.   Mean  liver 
triglycerides  rose  from  23.1  mg/g  fresh  liver  to 
36.7  mg/g  In  the  ethanol-corn  oil  group,  and 
decreased  slightly  in  the  dextrose-corn  oil  group. 
Vyhereas  changes  In  plasma  and  liver  fat  -^'*C- 
specific  activity  did  not  correlate  with  the 
triglyceride  levels,  changes  In  '^  C  activity  in 
the  plasma  and  lipid  were  related  to  the  tri- 
glyceride levels.   In  male  animals  fed  the 
ethanol-corn  oil  mixture  for  longer  periods,  the 
mean  plasma  triglycerides  peaked  at  day  4,  re- 
mained at  this  level  until  day  7  and  then  de- 
creased.  These  changes  were  not  seen  in  rats 
given  dextrose.   Thus,  repeated  doses  of  ethanol 
with  fat  have  additive  hyperllpemic  effects,  and 
ethanol  may  interfere  with  the  normal  utilization 
of  absorbed  dietary  fat. 


9115  DIURNAL  VARIATION  OF  HEPATIC  AMPHETAMINE 
COtlCEfJTRATIONS  IN  MICE  FED  FREELY  AND 

FED  SINGLE  DAILY  MEALS.   (E.)   Bauer,  W.  S.  (Coll. 
Wooster  Dept.  Biol.,  Ohio)  and  J.  E.  Perley.  J. 
Pharm.    Pharmacol.    23  (1 2) :976-977  ,  1971. 

Hepatic  amphetamine  concentrations  in  mice  fed 
freely  vary  significantly  over  a  24-hr  period, 
and  concentrations  in  mice  fed  a  single  daily 
meal  appear  to  be  shifted  12  hr  out  of  phase. 
Hepatic  amphetamine  concentrations  were  highest 
during  the  night  and  lowest  during  the  day  in 
mice  fed  freely.   High  concentrations  of  amphetamine 
are  correlated  In  time  with  high  susceptibility 
to  the  drug.   Since  It  was  previously  reported 
that  the  activities  of  several  oxidative  drug- 
metabolizing  enzymes  In  mice  are  highest  at  night, 
the  rate  at  which  amphetamine  is  metabolized  may 
not  cause  the  rhythm.   The  rhythm  may  represent 
a  rhythm  of  metabolism  rather  than  of  uptake  by 
the  1 i ver. 

9116  ELECTRON  SPIN  RESONANCE  SPECTROMETRY 

AND  THE  DETERMINATION  OF  ORGAN  VIABILITY. 
(E.)   Fox,  p.  S.  (Med.  Coll.  Wisconsin,  Milwaukee), 
J.  D.  Lewis,  H.  M.  Swartz  and  J.  C.  Darin.  Surg. 
Forum   22:353-354,  1971. 
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Total  hepatic  ischemia  was  maintained  in  pigs  for 
GO-Z^jO  min,  followed  by  the  restoration  of  normal 
hepatic  blood  flow.   After  ischemia  of  90  min  or 
more,  specific,  consistent  changes  were  observed 
during  electron  spin  resonance  (ESR)  spectrometry 
of  liver  biopsies.   These  changes  increased  in 
magnitude  in  proportion  to  the  duration  of  the 
ischemia.   in  the  7  animals  that  died  from  hepatic 
failure  within  the  first  10  postoperative  days, 
the  changes  were  greater  and  remained  after  re- 
storation of  normal  circulation.   ESR  spectrometry 
is  judged  to  be  a  valid  method  for  evaluation  of 
ischemic  damage  to  porcine  livers. 


9117      LIVER  FUNCTION  AND  MORPHOLOGY  FOLLOWING 

DISTAL  ILEAL  EXCISION  IN  THE  RABBIT. 
(E.)   Schwartz,  M.  Z.  (U.  Minnesota  Med.  Sch., 
Minneapolis),  R.  L.  Varco  and  H.  Buchwald.  Surg. 
Forum   22:355-356,  1971. 

Liver  function  values  and  liver  morphology  were 
examined  in  rabbits  that  had  undergone  small 
intestine  resections  with  anastomosis  of  the 
proximal  jejunum  to  the  lower  cecum  2  yr  previously. 
Mean  values  of  bilirubin  direct,  bilirubin  total, 
SGOT,  alkaline  phosphatase  and  BSP  retention  were 
essentially  the  same  in  these  animals  as  in  the 
controls.   Liver  tissue  obtained  by  open  biopsy 
showed  normal  histology  and  ul t rastructure  and 
no  evidence  of  fatty  degeneration  or  cirrhosis. 
Results  indicate  that  excision  of  the  distal  por- 
tion of  the  small  intestine  is  not  toxic  to  the 
liver.   Whether  these  data  can  be  applied  to  by- 
pass procedures  in  obese  individuals  requires 
further  investigation;  the  rabbits  utilized  were 
not  obese  and  the  length  of  bowel  excised  was 
less  than  the  length  bypassed  in  the  obese  patient. 


9118      THE  EFFECTS  OF  MULTIPLE  EXPOSURE  TO 

HALOGENATED  HYDROCARBON  ANESTHETICS  ON 
THE  RAT  LIVER.   (E.)   Bombeck,  C.  T.  (U.  Illinois 
Med.  Ctr.,  Chicago),  R.  E.  Condon,  W.  Schumer  and 
L.  M.  Nyhus.  Surg.    Forum   22:357-359,  1971. 

Rats  were  subjected  to  1-5  exposures  (2  hr/day) 
of  halothane  (1.75^  in  02  or  in  air),  chloroform 
(0.61  in  O2) ,  ether  (6.0^  in  O2)  or  O2  alone;  the 
animals  were  then  sacrificed  and  the  hexobarbi tal - 
metabolizing  ability  of  their  liver  microsbCBes 
determined.   All  rats,  with  the  exception  of  the 
halothane-ai r  treated  group  and  the  air  treated 
controls,  showed  a  decline  in  hexobarbi tal  de- 
toxifying activity.   There  were  no  significant 
differences  between  the  halothane-ai r  treated 
rats  and  the  air  treated  controls,  while  the 
halothane-02  treated  rats,  as  well  as  the  O2 
treated  rats,  showed  significantly  lower  hexo- 
barbital  metabolizing  ability.   This  depression 
in  detoxifying  activity  was  judged  to  be  due  to 
O2  exposure,  although  the  effect  might  initially 
be  potentiated  by  the  halothane,  chloroform  or 
ether.   Halothane,  after  multiple  exposures ,  has 
no  effect  on  the  hexobarbi tal -detoxi fyi ng  ability 
of  the  rat  1 i ver. 


9119      THE  INTER-LIVER  COMPETITION  AND  PORTAL 

BLOOD  IN  REGENERATION  OF  AUXILIARY  LIVER 
TRANSPLANTS.   (E  )   Chandler,  J.  G.  (U.  California 
Sch.  Med.,  La  Jolla),  S.  Lee,  R.  Krubel ,  H.  Rosen, 
N.  T.  Nakaji  and  M.  J.  Or  1  off.  Surg.    Forum   22: 
3'tl-3'43,  1971. 

A  group  of  107  rats  received  30?5  hepatic  isografts 
and,  in  addition,  half  this  group  underwent  70^ 
hepatectomy.   Revascularization  of  the  graft  and 
manipulation  of  the  host  liver  blood  supply  were 
accomplished  by  3  methods:   the  hepatic  artery 
alone  supplied  the  graft,  while  the  host  liver 
retained  the  entire  splanchnic  portal  flow  or  the 
entire  splanchnic  flow  supplied  the  graft,  while 
the  host  liver  received  only  arterial  blood  or 
both  the  graft  and  host  livers  received  arterial 
flow  alone,  while  the  portal  blood  was  shunted 
into  systemic  circulation  to  be  received  by  both 
livers  by  arterial  inflow.   In  all  animals  under- 
going 70^  hepatectomy,  there  was  host  liver 
regeneration,  but  regeneration  was  significantly 
increased  when  the  portal  blood  supply  was  intact. 
All  grafts  with  portal  inflow  showed  good  regenera- 
tion, while  grafts  receiving  only  arterial  flow 
atrophied.   Excess  or  deficiency  of  total  liver 
mass  had  no  effect  on  the  extent  of  host  or  graft 
regeneration  or  atrophy.   Results  suggest  that 
there  is  a  hepatotrophic  factor  in  the  portal 
blood  necessary  for  regeneration  of  auxiliary 
isografts;  this  trophic  factor  is  apparently 
destroyed  by  both  the  regenerating  and  normal 
liver.   Passage  of  portal  blood  through  the  host 
liver  deprives  the  graft  of  the  stimulus  for 
regenerat  ion . 


9120 


BILE  ACID  SYNTHESIS  IN  MAN:   METABOLISM 
OF  7-HYDR0XYCH0LESTER0L-l''C  AND  26- 

HYDROXYCHOLESTEROL-^H.   (E.)   Anderson,  K.  E. 

(US  Naval  Med.  Res.  Unit  2,  (Taiwan),  APO  San 

Francisco,  Calif.),  E.  Kok  and  N.  B.  Javitt, 

Clin.    Invest.    51(0:112-117,  1972. 


J. 


Seven  patients  requiring  external  biliary  drainage 
were  studied  3-25  days  after  gallbladder  surgery. 
After  the  collection  of  control  bile  samples,  an 
infusion  of  equimolar  trace  amounts  (3OO-6OO  pg) 
of  26-hydroxycholesterol-^H  (in  6  patients)  and 
7ci-hydroxycholesterol-l''C  (all  7  patients)  was 
given  i.v.  over  a  20-min  period,  and  bile  samples 
were  initially  collected  at  2-k    hr  intervals  for 
8  hr  and  then  for  longer  periods  up  to  2^4  or  4B 
hr.   Rapid  metabolism  to  bile  acids  and  excretion 
in  the  bile  was  seen  with  both  compounds.   Of 
the  total  excreted  label,  87%   of  the  ^H-compound 
and  90!^  of  the  ^^C  compound  was  metabolized  to 
both  chelate  and  chenodeoxychol ate.   A  greater 
proportion  of  the  26-hydroxycholesterol  was 
metabolized  to  chenodeoxychol ate  than  was  the 
7a-hydroxycho'lesterol.   It  is  concluded  that 
both  these  compounds  can  be  intermediates  in  the 
human  metabolism  of  cholesterol  to  bile  acids  and 
that  this  conversion  occurs  less  readily  after 
26-hydroxylation  of  cholesterol. 
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9121       RAT  LIVER  PROTEINS  IN  EXPERIMENTAL 

DYSPROTEINISM.   (E.)   Perassi,  R.  (Natl. 
U.  Cordoba,  Argentina)  and  A.  Martin.  Aata 
Gastroenterol.    Lat.   Am.    3(0:1-6,  1971. 

Experimental  subjects  consisted  of  15  normal  con- 
trol rats  injected  with  olive  oil  and  k2    intoxicated 
rats  injected  i.p.  with  total  cumulative  doses 
of  0.1,  0.38,  0.51  and  0.90  ml  CCl/,/100  g  body 
weight.   Immunodiffusion  and  Immunoelectrophoresis 
was  performed  using  soluble  extracts  of  parenchymal 
liver  cells.   In  intoxicated  rats  there  was  little 
modification  of  serum-like  proteins  which  reacted 
ant igenical ly  with  serum  proteins.   With  immuno- 
electrophores is  in  intoxicated  rats  a  band  with 
the  mobility  of  Y-globulin  appeared  in  most  cases. 
The  tissue  proteins  of  the  hepatic  parenchymal 
cells,  which  failed  to  exhibit  identity  with  serum 
proteins,  showed  a  decrease  or  even  disappearance 
of  components  with  the  mobility  of  a]-  and  02- 
globulins,  especially  the  antigen  with  characteris- 
tics of  a  glycoprotein. 


9122      EXCRETION  OF  BILIRUBIN  IN  THE  BILE 
FOLLOWING  STIMULATION  BY  SECRETIN. 
(Sp.)   Nasca,  S.  (Natl.  Inst.  Health,  Haedo, 
Argentina),  L.  0.  Colombato  and  H.  Parodi.  Aata 
Gastroenterol.    Lat.   Am.    2(1 ):  19-2'*,  1970. 

Following  duodenal  intubation  and  stimulation  of 
bile  flow  by  i.v.  injection  of  secretin,  tabulation 
was  made  of  the  mean  volumes  excreted  by  11  normal 
controls,  8  patients  with  cirrhosis  of  the  liver, 
k   with  hemochromatosis  and  6  who  had  undergone 
cholecystectomy,  as  follows:   3. '43,  5.04,  13.8 
and  3.63  ml/kg/hr,  resp.   Comparable  tabulations 
of  the  mean  total  bilirubin  content  were  2.8, 
19.99,  30.89  and  13.01  mg/hour,  resp.   No  satis- 
factory explanation  could  be  found  for  the 
differences  noted  between  patients  with  hemo- 
chromatosis and  those  with  cirrhosis  of  the  liver. 


9123      PULMONARY  ARTERY  PORTAL  VEIN  SHUNT  AND 

ITS  SURGICAL  APPLICATION.   (E.)   Abolon, 
K.  B.  (Methodist  Hosp.  ,  Dallas,  Tex.),  A.  Geumei, 
F.  A.  Bashour  and  G.  Noteboom.  Surg.    Gynecol. 
Obstet.    133(6)  :967-970,  1971. 

A  new  experimental  operative  shunt  procedure,  a 
pulmonary  artery-portal  vein  graft,  was  used  in 
dogs  and  compared  with  an  end-to-side  portacaval 
shunt  procedure.   Pulmonary  artery-portal  vein 
shunts  delivered  on  the  average  607.8  ml  per 
minute  of  blood  to  the  liver;  more  than  is  de- 
livered from  the  splanchnic  bed.   Portal  flows, 
on  the  average,  measured  2'*3.3  ml  per  minute. 
Mean  and  pulse  pressures  diminished  peripherally 
with  minimal  pulsation  in  the  portal  vein.   High 
pulse  pressure  was  avoided  while  high  flow  was 
maintained.   Possible  hepatic  portal  vasculitis 
from  high  flow  must  be  considered  in  long-term 
Studies.   Ammonia  blood  levels  were  highest  in 
dogs  with  portacaval  shunts  and  returned  to  normal 
when  hepatic  flow  was  re-established  with  a 


pulmonary-portal  graft.   This  procedure  may 
minimize  impairment  of  hepatic  function  in  cirrhotic 
patients  with  portacaval  shunts  and  may  find 
application  in  procedures  in  which  portal  vein 
reconstruction  is  not  feasible  or  in  liver  trans- 
plants.  Pulmonary  hypertension  may  be  ameliorated 
and  the  shunt  may  aid  patients  with  transposition 
of  the  great  vessels. 


9124      INFLUENCE  OF  THE  SOURCE  OF  PORTAL  VEIN 

BLOOD  ON  DOG  AUXILIARY  HEPATIC  ALLOGRAFT 
FUNCTION  IN  RECIPIENTS  WITH  HEPATIC  INSUFFICIENCY. 
(E.)   Ranson,  J.  H.  C.  (New  York  U.  Med.  Sch., 
N.  Y.),  M.  Garcia-Moran,  F.  Becker  and  S.  A. 
Local io.  Surg.    Forum   22:345-347,  1971. 

Hepatic  insufficiency  was  induced  in  dogs  by  bile 
duct  ligation,  vagotomy  and  gastroenterostomy. 
Two  weeks  after  surgery,  when  mean  serum  bilirubin 
had  increased  to  7  mg/100  ml,  the  dogs  were  given 
small  auxiliary  hepatic  allografts  provided  with 
portal  vein  inflow  from  the  right  common  iliac 
vein,  the  gast ropancreat ico-splen ic  venous  blood 
or  the  common  meseric  vein.   The  hepatic  in- 
sufficiency improved  only  in  those  animals  with 
allografts  receiving  venous  blood  of  gastro- 
pancreatico-splenic  origin  or  in  animals  receiving 
allografts  from  a  related  donor.   The  only  allo- 
grafts to  consistently  increase  in  size  were 
those  with  gastro-pancreatico-splenic  venous 
portal  inflow.   Mean  survival  for  the  28  dogs 
surviving  longer  than  1  week  was  23  days.   Death 
was  usually  caused  by  sepsis. 


9125      LACTATE  PRODUCTION  IN  THE  PERFUSED  RAT 

LIVER.   (E.)   \/oods,  11.  F.  (Radcl  iffe 
Infirn.,  Oxford)  and  H.  A.  Krebs.  Biochem     J 
125(0:129-139,  1971. 

Isolated  perfused  liver  from  well-fed  rats 
rapidly  formed  lactate  from  endogenous  glycogen 
under  aerobic  condition  until  the  concentration 
in  the  perfusion  reached  the  concentration  of 
lactate  in  the  blood.   The  lactate-pyruvate 
ratio  remained  8:15;  pyruvate  was  formed  In 
proportion  to  lactate.   Lactate  production 
increased  with  the  addition  of  high  glucose 
solutions  (20  and  40  mM  solutions)  and  was 
thought  to  be  due  to  glucokinase.   The  addition 
of  5  and  10  mM  glucose  solutions  did  not  increase 
lactate.   The  perfused  liver  released  glucose 
until  the  concentration  of  the  medium  was  6  mM. 
Under  anaerobic  conditions,  lactate  production 
was  high.   Glucose  release  was  rapid  but  both 
glucose  and  lactate  production  ceased  when  liver 
glycogen  was  depleted.   Anaerobic  production  of 
lactate  was  increased  by  20  nl\   glucose  and  D- 
fructose  solutions.   Some  glucose  was  formed 
anaerobical ly  from  the  20  mM  fructose.   In 
starved  rats  the  rate  of  lactate  production  was 
low  and  only  slight  response  was  noted  after  the 
above  additions. 
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9126      BILIRUBItJ  URIDINE  D  I  PHOSPHO-GLUCUROflYL- 

TRAIJSFERASE  IN  RAT  LIVER  MICROSOMES: 
GENETIC  VARIATION  AND  MATURAT I OfJ.   (E.)   Strebel, 
L.  (Johns  Hopkins  U.  Sch .  Med.,  Baltimore,  Md . ) 
and  G.  B.  Odell  .  Pediatr.    Res.    5  (1  O) :  5^*8-559  , 
1971. 

A  method  for  the  quantitative  measurement  of 
bilirubin  uridine  di phospho-gl ucuronyl transferase 
(UDPGT)  applicable  to  samples  obtained  by  needle 
biopsy  is  described.   More  precise  differential 
diagnosis  of  retention  jaundice  and  of  the 
"physiological"  jaundice  of  the  newborn  may  be 
possible..  The  activity  of  UDPGT  was  determined 
in  rat  liver  by  including  UDP-N-acety 1 gl ucosami ne 
(UDPNAG)  to  stabi-lize  the  acid  of  UDPG  and  thus 
resulted  in  stable  values  for  UDPGT.   A  10-20% 
enhancement  of  conjugating  activity  was  observed 
in  0.15  mole  KCl  solution.   The  isolation  and 
characterization  of  the  conjugated  bilirubin  was 
done  by  solvent  extraction  (Weber  and  Schalm)  and 
thin  layer  chromatography  of  the  polar  conjugates 
in  the. form  of  their  hydroxypyrromethane  AZO 
derivatives.   Liver  samples  between  Wistar  and 
Sprague-Dawley  rats  and  heterozygous  and  homozygous 
Gunn  rats  could  be  distinguished.   No  conjugating 
activity  was  found  in  the  fetal  livers  of  all, 
strains  but  by  postnatal  day  k,    UDPGT  activity 
was  within  adult  range. 


9127      THE  EFFECT  OF  ETHANOL  ON  THE  TONUS  OF 
THE  SPHINCTER  OF  ODDI  IN  MAN,   (Fr.) 
(Res.  Unit  Pathol.,  Marseilles, 
Sarles.  Aroh.    Fr.    Mai.    App.    Dig. 
3):231-236,  1971. 


Cpaitaine,  Y. 
France)  and  H 
60(8-9,  Suppl 


In  6  fasting,  chol ecystectomi zed  patients  bearing 
a  T-drain  in  the  main  bile  duct,  the  duct  was 
perfused  for  30  seconds  with  a  3%   saline  solution 
at  a  pressure  of  25  cm  water,  repeated  to  a  total 
of  5  times,  at  varying  intervals,  prior  to 
administration  by  gastric  sound  of  500  ml  alcohol 
(a  \2%   solution,  by  volume),  then  repeated  at 
intervals  ranging  from  5-90  minutes  thereafter. 
As  compared  to  control  studies  of  the  same 
patients,  which  substituted  water  for  alcohol, 
alcohol  induced  a  statistically  significant,  but 
moderate,  increase  of  resistance  to  bile  flow,  on 
the  part  of  the  sphincter  of  Oddi ,  lasting  through- 
out the  entire  observation  period.   There 
appeared  to  be  no  satisfactory  explanation  of  the 
mechanism  of  action  involved. 


9128      RATES  OF  ELIMINATION  OF  SORBITOL  AND 

ETHANOL  IN  THE  CHOL I NE-DEF I C I ENT  FATTY 
LIVER.   (E.)   Hillbom,  M.  E.  (Alko  Res.  Labs . , _ 
Helsinki)  and  P.  H.  Pikkarainen.  Soand.    J.    Clin. 
Lab.    Invest.    28(3) :267-270,  1971. 

Only  in  chol i ne-def icient  rats  was  a  significant 
increase  in  the  liver  to  body  weight  ratio  seen; 
these  livers  were  yellow  and  of  fatty  consistency. 
Choline  supplementation  prevented  the  low-protein 
high-fat  diet  from  inducing  fatty  infiltration 


of  the  liver.   Both  the  rate  of  elimination  of 
ethanol  and  liver  alcohol  dehydrogenase  activity 
was  decreased  in  chol i ne-supplernented  diets, 
probably  due  to  acetaldehyde  metabolism  disturbance. 
The  rate  of  elimination  of  sorbitol  was  decreased 
when  measured  in  vivo  in  rats  with  choline- 
deficient  fatty  liver;  the  highly  reduced  activity 
of  sorbitol  dehydrogenase  may  play  a  key  role  in 
this  effect.   Sorbitol  may  be  of  use  in  the 
diagnosis  of  this  type  of  fatty  liver. 


9129      SOME  CHARACTERISTICS  OF  CHOLINERGIC 

EFFECTS  ON  THE  PORTAL  VEIN  OF  THE 
GUINEA  PIG.   (Ger.)   v.  Loh ,  D.  (Univ.  Inst. 
Physiol.,  Marburg  a.d.  Lahn,  Germany).  Pfluegers 
Arch.    330(1) :90-98,  1971. 

Cholinergic  effects  on  spontaneously  active 
isolated  segments  of  guinea-pig  portal  vein  were 
studied  by  long-term  intracellular  measurements 
of  membrane  potential  and  simultaneous  recordings 
of  mechanical  activity.   Acetyl chol ine  decreased 
basic  membrane  potential  and  increased  spike 
frequency  with  a  rise  in  tension,  in  strengthening 
spontaneous  activity.   Marked  tachyphylaxis  was 
observed  after  repeated  acetylcholine  injections. 
Tetradotoxin  (nerve  blocker)  or  phentolamine 
(adrenergic  blocker)  had  no  effect  on  reactions 
to  acetylcholine;  atropine,  however,  markedly 
reduced  or  abolished  reactions  to  acetylcholine. 
Acetylcholine  apparently  acts  directly  on  the 
membrane  of  the  muscle  cells  (muscarinic  mechanism), 
indicating  the  existence  of  similarities  to 
intestinal  muscle  and  suggesting  less  specificity 
of  the  portal  vein  smooth  muscle. 


9130      EFFECT  OF  LIGATION  OF  PORTAL  VEIN  ON 
LIVER  MITOCHONDRIAL  METABOLISM.   (E.) 
Ozawa,  K.  (Kyoto  U.  Fac.  Med.,  Japan),  H.  Takasan, 
0.  Kitamura,  T.  Mizukami,  T.  Kamano,  H.  Takeda, 
T.  Ohsawa,  T.  Murata  and  I.  Honjo.  J.    Bioahem. 
(Tokyo)    70(5):755-76'4,  1971. 

After  portal  vein  ligation,  mitochondrial  metabolism 
was  studied  in  atrophied  liver  (without  portal 
circulation)  and  in  hypertrophied  liver  (with 
portal  circulation).   As  early  as  12  hr  after 
ligation,  in  rabbits,  stage  3  respiration,  en- 
hanced respiratory  control,  increased  P:0  ratio 
and  ATP  synthesis  were  seen  in  hypertrophied 
liver.   Respiratory  carriers  or  mitochondrial 
enzymes  like  glutamate  dehydrogenase,  GOT  and 
malate  dehydrogenase  were  not  increased. 
Glutamate  phosphorylation  was  increased  2-fold 
(maximum)  within  Ih    hr.   Synthesis  of  ATP  during 
oxidative  phosphorylation  was  elevated;  maximal 
rates  of  ATP  hydrolysis  by  2  .^f-di  ni  trophenol  was 
also  increased.   Opposite  effects  occurred  in 
atrophied  liver,  except  that  ATl^ase  activity 
induced  by  2  ,'4-d  i  n  i  t  rophenol  was  not  inhibited. 
Mitochondrial  fatty  acid  content  increased  3-fold 
after  12  hr  and  reached  control  levels  in  ^tS  hr; 
intracellular  ATP  concentration  then  returned  to 
normal.   Depression  of  mitochondrial  activity  may 
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be  due  to  fatty  acid  elevations  in  mitochondria 
due  to  reduced  fatty  acid  oxidation  resulting 
from  a  lowering  of  the  supply  of  ATP. 


and  the  primary  factor  in  polyribosome  inter- 
action with  these  binding  sites  is  long  range 
ionic  bonding. 


9131      FORMATION  AND  STABILITIES  OF  FREE  BILI- 
RUBIN AND  BILIRUBIN  COMPLEXES  WITH 
TRANSITION  AND  RARE-EARTH  ELEMENTS.   (E.) 
Velapoldi,  R,  A,  (Inst.  Materials  Res.,  Washington, 
D.  C.)  and  0.  Menis.  Clin.    Chem.    1 7(12) : 1 I65-I 170, 
1971. 

In  this  study  the  relative  rates  of  complex 
formation  between  free  bilirubin  and  bilirubin 
complexes  with  transition  and  rare  earth  metals 
were  analogous  to  metal loporphyr in  and  metal  com- 
plex stabilities  according  to  the  Irving-Williams 
series.   Rapid  bilirubin  degradation  was  noted 
with  transition  metals  that  formed  strong,  square, 
planar  complexes.   All  metal  ions  except  sodium 
produced  either  a  shift  toward  the  red  or  a  shift 
toward  the  violet  suggesting  complex  formation. 
Molar  absorpt i vi ties  were  calculated  for  some  of 
the  complexes.   Qualitatively  the  rate  of  decrease 
of  Br  absorption  was  Fe"*"*",  followed  by  Cu"'"''",  Ni"'"'', 
Co"'"'',  Zn"*""*",  and  Fe'''++.   Similar  redox  reactions 
were  rated  in  the  Fe-porphyrin  system;  ferric  ion 
was  oxidized  to  ferrous  in  the  bilirubin  complex. 
Only  samarium,  of  the  lanthanide  complexes,  showed 
covalent  bonding  tendencies.   The  stability  of 
bilirubin  in  several  solvents  and  under  experi- 
mental conditions  is  reported  with  a  note  that 
bilirubin  is  photo-oxidized  to  biliverdin  by 
laboratory  1 ight . 


9133      INFLUENCE  OF  INSULIN,  HYDROCORTISONE 
AND  THYROXINE  ON  FATTY  LIVER  OF  RATS 
FED  A  LOW  CASEIN  DIET  SUPPLEMENTED  WITH  METHIONINE. 
(E.)   Noda,  K.  (Tokushima  U.  Sch.  Med.,  Japan). 
J.    Nutr.    101  (10):1391-1397,  1971. 

Young  rats  were  fed  a  diet  of  8%   casein  with 
(supplemented)  or  without  (basal)  addition  of 
0.3^  methionine.   Methion i ne-suppl emented  rats 
ate  more  food  and  had  a  higher  hepatic  lipid 
content  than  those  eating  the  basal  diet.   In 
rats  on  both  diets,  injections  of  cortisone  in- 
creased the  hepatic  content  of  lipid  in  intact  or 
adrenalectomized  rats  on  both  diets,  while 
administration  of  thyroxine  had  no  effect  on  in- 
tact rats.   In  rats  with  al loxan-i nduced  diabetes, 
there  was  a  decrease  in  hepatic  lipid  content 
despite  increased  food  intake.   Hepatic  lipid 
content  was  increased  with  injection  of  insulin 
in  intact  basal-diet  and,  to  a  lesser  extent, 
methioni ne-supplemented  rats;  hepatic  lipid  was 
also  increased  with  injection  of  insulin  in 
adrenalectomized  rats.   Plasma  levels  of  immuno- 
reactive  insulin  were  higher  in  methionine- 
supplemented  rats  than  in  those  fed  the  basal 
diet,  while  plasma  glucocorticoid  levels  were 
lower;  there  were  no  differences  between  the  two 
groups  with  respect  to  plasma  protein-bound 
iodi  ne. 


9132 


THE  ASSOCIATION  IN  VITRO  OF  POLYRIBOSOMES 


WITH  RIBONUCLEASE-TREATED  DERIVATIVES  OF 
HEPATIC  ROUGH  ENDOPLASMIC  RETICULUM.   CHARACTER- 
ISTICS OF  THE  MEMBRANE  BINDING  SITES  AND  FACTORS 
INFLUENCING  ASSOCIATION.   (E.)   Shires,  T.  K. 
(U.  Wisconsin  Med.  Sch.,  Madison),  L.  Narurkar  and 
H.  C.  Pitot.  Bioahem.    J.    125  (l )  :67-79 ,  I97I. 

Conditioning  of  rough-mi crosomal  membranes  with 
ribonuclease  for  acceptance  of  polyribosomes  by 
apparent  ribonuclease  action  on  membrane-bound 
ribosomes  was  investigated.   Pancreatic  ribonuclease 
in  EDTA  conditions  rough  ribosomal  membranes  to 
accept  exogenously-added  liver  polyribosomes  in 
vitro  at  0-'4°C  but  treated  smooth  membrane  wouTd 
not  interact  with  polyribosomes.   The  conditioning 
process  decreased  membrane  RNA  and  removed  poly- 
ribosomes from  vesicle  surfaces.   Temperature 
changes  (0-37°C)  and  pH  change  (6.9-7.8)  did  not 
alter  binding  to  conditioned  membranes  but  in- 
creased concentrations  of  KCl  inhibited  binding. 
High  ionic  strengths  could  not  dislodge  adventi- 
tious materials  possessing  polyri bosome-bi nd i ng 
capacity.   Trypsin  treatment  destroyed  binding 
capacity.   Partial  removal  of  2-10  S  residual 
RNA  from  ri bonuclease-cond i t ioned  membrane  had 
no  effect  on  binding  capacity  but  its  role  could 
not  be  discounted.   Apparently  polyribosome  binding 
sites  are  intrinsic  features  of  conditioned  mem- 
branes isolated  from  rough  microsomal  fractions, 


913^4      PARTICIPATION  OF  LIVER  FUNCTION  IN  THE 

ACUTE  TOLERANCE  TO  PENTOBARBITAL  IN- 
DUCED AFTER  SHORT-TERM  INFUSION.   (E.)   Tsuchie, 
F.  (Nagasaki  U,  Fac.  Pharm.  Sci . ,  Japan),  M. 
Koida  and  H.  Kaneto.  Jap.    J.    Pharmaool.    21(4): 
557-558,  1971. 

White  male  rabbits  received  a  continuous  infusion 
of  sodium  pentobarbital  dissolved  in  saline  in 
the  ear  vein  on  one  side  with  periodic  sampling 
of  blood  from  the  ear  on  the  other  side.   With 
infusion  of  the  drug  at  20  mg/kg/hr,  the  drug 
concentration  continued  to  increase  for  3  hr,  during 
which  time  hypnosis  began;  after  this  the  con- 
centration reached  a  ceiling  and  began  to  decline, 
and  the  animal  regained  the  righting  reflex.   A 
similar  pattern  was  observed  with  infusion  at  '»0 
mg/kg/hr,  but  here  the  animal  failed  to  awake 
and  the  animal  died  from  the  successive  increase 
of  blood  level  of  pentobarbital  which  started 
after  6  hr  of  Infusion.   Infusion  at  the  rate  of 
100  mg/kg/hr  caused  a  straight  and  rapid  increase 
in  blood  level  and  the  animal  died  within  1  hr. 
It  is  suggested  that  the  elevated  rate  of  pento- 
barbital metabolism  was  involved  in  the  mechanism 
of  the  acute  tolerance  to  the  hypnotic  action  of 
this  drug. 

9135      ULTRASTRUCTURAL-MORPHOMETRIC  ANALYSIS 
OF  RAT  LIVER  CELL  AFTER  OROTIC  ACID 
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ADMINISTRATION.   (E.)   Riede,  U.  N.  (U.  Basel 
Dept.  Pathol.,  Switzerland),  H.  Strassle,  L. 
Bianchi  and  H.  P.  Rohr.  Exp.    Mot.    Pathol.    15(3): 
271-280,  1971. 

Male  rats  were  fed  a  diet  containing  ]%   orotic 
acid  for  3,  5  or  7  days  after  which  they  were 
sacrificed  and  their  livers  prepared  for  electron 
microscopy.   Morphometric  examinations  were  made 
as  described  by  VJeibel  and  by  Rohr.   Values  are 
given  for  the  basic  parameters  at  the  different 
time  intervals.   Up  to  the  fifth  day,  the  volume 
of  the'  single  hepatocyte  decreased  by  2S%   com- 
pared with  controls,  while  the  number  of  liver 
cell  nuclei  increased  by  35^;  by  day  7  these 
values  had  returned  to  normal.   The  absolute 
volume  share  of  rough  endoplasmic  reticulum  per 
hepatocyte  decreased  significantly  during  the 
entire  7-day  period,  amounting  to  50%   of  control 
values  at  the  end.   After  an  initial  (day  3) 
increase  in  the  absolute  volume  share  of  the 
smooth  endoplasmic  reticulum  per  hepatocyte  by 
30^,  this  value  decreased  to  70^  of  control; 
from  the  3rd  to  7th  day  the  absolute  volume  share 
of  the  smooth  endoplasmic  reticulum  per  hepatocyte 
decreased  by  a  total  of  60%.      During  the  first  5 
days  there  was  a  slight  decrease  in  mitochondrial 
single  volume  followed  by  a  doubling  in  the  next 
3  days.  There  was  a  30%    reduction  of  mitochondrial 
number  per  hepatocyte.   By  day  3  the  surface 
density  of  mitochondrial  cristae  had  doubled  and 
the  surface  density  of  mitochondrial  outer  mem- 
branes per  volume  unit  mitochondria  increased  7" 
fold.   In  the  early  phase  the  absolute  volume 
density  of  microbodies  decreased  significantly 
by  GOZ,    while  the  single  volume  remained  essentially 
constant.   The  absolute  volume  density  of  lysosomes 
decreased  by  701  after  3  days.   By  day  3  the  volume 
density  of  fat  droplets  quadrupled. 


9136      RELATIONSHIP  OF  BILE  SALTS  AND  BILE 

FLOW  TO  BILIARY  EXCRETION  OF  lOPANOIC 
ACID.   (E.)   Moss,  A.  A.  (U.  California  Sch. 
Med.,  San  Francisco),  J.  R.  Amberg  and  R.  S. 
Jones.  Invest.    Radiol.    7(l):ll-15,  1972. 

The  relation  between  sodium  taurocholate  and  the 
biliary  excretion  of  iopanoic  acid  was  investigated 
in  dogs.   Increasing  the  iopanoic  acid  (alone) 
infusion  rate  from  0.13  to  0.30  mg/kg/min  increased 
biliary  excretion  from  0.2'(  to  1.09  mg/kg/15  min; 
a  second  increase  to  0.72  resulted  in  further^ 
increasing  biliary  excretion  to  1.29.   Iopanoic 
acid  concentration  in  the  bile  increased  as  the 
bile  flow  diminished.   Increasing  the  iopanoic 
acid  infusion  rate  from  0.3  to  1.68  during  con- 
stant sodium  taurocholate  infusions  (2.65  mg/kg/min) 
resulted  in  increasing  biliary  excretion  from 
0.77  to  5.80  mg/kg/15  min.   At  a  constant  iopanoic 
infusion  rate  of  0.69  mg/kg/min,  an  increase  in 
sodium  taurocholate  from  0.69  to  2.08  mg/kg/min 
did  not  cause  a  further  increase  in  iopanoic 
acid  excretion.   Biliary  excretion  of  iopanoic 
acid  appeared  to  depend  strongly  on  the  availability 
of  the  bile  salts;  there  was  an  optimum  effective 


dose  of  sodium  taurocholate. 
no  choleretic  effect. 


Iopanoic  acid  had 


9137 


STUDIES  ON  MYOINOSITOL.   VIII.   THE 


IfJCORPORATION   OF 


-MYOINOSITOL  INTO 


PHOSPHATIDYL-INOSITOL  OF  FATTY  LIVER.   (E.) 
Hasan,  S.  H.  (U.  Nagoya  Fac.  Med.,  Japan),  Y. _ 
Nakagawa,  I.  Nishigaki  and  K.  Yagi.  J.    Vitaminol. 
(Kyoto)    17  (3):  159- 162,  1971. 

Radioactivity  was  found  exclusively  in  the 
phosphatidyl-inositol  fraction  when  myoi nos i tol -2- 
^H  was  injected  into  male,  albino  rats.  The 
total  incorporation  of  myoi nosi tol -2-^H  into 
phosphatidyl-inositol  fraction  in  the  fatty  liver 
mitochondria  and  microsomes  was  higher  than  in 
the  normal.   Thus  phosphatidyl -i nosi tol  synthesis 
is  apparently  not  hampered  in  animals  suffering 
from  dietary  fatty  liver.  The  lipotropic  action 
of  myoinositol  may  be  ascribed  to  the  rapid 
synthesis  of  phosphatidyl -i nos i tol  induced  by  the 
enlarged  myoinositol  pool,  and  to  the  effect  of 
phosphatidyl-inositol  in  promoting  synthesis  and 
secretion  of  beta-1 i poprotei n  in  the  fatty  liver. 


9138      SECRETION  BY  THE  COMMON  DUCT  IN  RESPONSE 

TO  SECRETIN.   (E.)   Nahrwold,  D.  L. 
(Pennsylvania  State  U.  Coll.  Med.,  Hershey). 
Surg.    Forum   22:386-387,  1971. 

VJhen  isolated  segments  of  the  common  bile  duct 
in  dogs  were  perfused  for  5  hr  with  a  solution 
containing  Na+,  K+  and  HCO3,  a  net  flux  of  water 
and  all  electrolytes  from  the  blood  into  the 
lumen  was  observed.   I. v.  infusion  of  synthetic 
secretin  (4  U/kg/hr)  ,  beginning  after  2  hr  of 
electrolyte  perfusion,  significantly  increased 
the  net  flux  of  both  electrolytes  and  water  in 
the  direction  of  the  lumen.   Results  suggest  that 
the  common  duct  epithelium  produces  an  electrolyte 
solution,  which  might  contribute  to  the  formation 
of  bile  and  that  secretin  choleresis  is  at  least 
partly  due  to  the  influence  of  the  hormone  on  the 
1 arge  bile  ducts. 


9139  THE  CONTROL  OF  GLYCOGEN  SYNTHESIS  IN 

THE  LIVER.   (E.)   De  Wulf,  H.  (U.  Louvain 
Lab.  Chem.  Physiol.,  Belgium).  Verh.    Vlaam. 
Akad.    Geneeskd.    Belg.    33  (l -2)  :76-101  ,  1971. 

9140  NUCLEAR  PORE  FLOW  RATES  OF  RIBONUCLEIC 
ACIDS  IN  THE  MATURE  RAT  HEPATOCYTE. 

(E.)   Franke,  W.  W.  (U.  Freiburg  2nd  Inst.  Biol., 
Germany),  J.  Kartenbeck  and  B.  Deumling.  Exper- 
ientia  21 W  ■.312- 311, ,    1971. 

9141  THE  EFFECT  OF  CHANGES  IN  LACTATE  UPTAKE 
ON  THE  INTRACELLULAR  pH  OF  THE  PERFUSED 

RAT  LIVER.   (E.)   Cohen,  R.  D.  (London  Hosp.  Med. 
Coll.),  R.  A.  lies  and  D.  Barnett.  Clin.    Sai. 
41 (2):159-170,  1971. 
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91A2      THE  ORIGIN  OF  SERUM  AMYLASE.   ELECTRO- 
PHORETIC  STUDIES  OF  ISOAMYLASES  OF  THE 
SERUM,  LIVER  AND  OTHER  TISSUES  OF  ADULT  AND  INFANT 
RATS.   (E.)   Hammerton,  K.  (U.  Sydney  Dept. 
Blochem. ,  Australia)  and  M.  Messer.  Bioahim. 
Biophys.   Acta  2kk{2) :kk]-k5^  ,    1971. 


9151      THE  VITAMIN  A  CONTENT  IN  THE  LIVER  OF 

DIFFERENT  FREE  LIVING  ANIMALS.   II. 
(Ger.)   Schulze,  H.  (inst.  Wild  Anim.  Res., 
Ahnsen/G i fhorn ,  Germany),  J.  Treichler  and  G. 
Hannemann.  Dtsah.    Tieraerztl.    Woahenschr.    78(17): 
't75-'476,  1971. 


91^3      COMPARATIVE  STUDIES  ON  THE  HYDROLYSIS 

OF  ODD  CHAIN  AND  EVEN  CHAIN  FATTY  ACID 
CHOLESTEROL  ESTERS  BY  RAT  LIVER  STEROL  ESTER 
HYDROLASE.   (E.)   Sgoutas,  D.  S.  (Emory  U.  Sch. 
Med.,  Atlanta,  Ga.).  Bioahim.    Biophys.   Aata 
239(3)  :'»69-47'»,  1971. 


9152      EFFECT  OF  BETAMETHASONE  AND  DEXAMETHASONE 

ON  THE  LIVER  ULTRASTRUCTURE  IN  RATS. 
(E.)   Garg,  B.  D.  (U.  Montreal  Inst.  Exp.  Med. 
Surg.,  Quebec,  Canada),  J.  D.  Khandekar,  D.  F. 
Dardachti  and  K.  Kovacs.  Indian  J.    Med.   Res. 
59('t)  :60'»-608,  1971. 


91 '♦'^      CHANGES  IN  STRUCTURE  AND  MICROCIRCULATION 

OF  THE  RAT  LIVER  AFTER  INTERMITTENT 
APPLICATION  OF  ALPHA  NAPHTHYL  I SOTH lOCYANATE 
(ANIT)  FOR  12  MONTHS.   (Ger.)   Stefenelli,  N. 
(U.  Vienna  Med.  Sch.),  J.  H.  Holzner,  H.  Pointner 
and  L.  Stockinger.  Virahows  Arch.     [Pathol.   Anat.] 
353(^):302-311,  1971. 


gi'jS      THE  INFLUENCE  OF  ADRENALS  AND  CORTISOL 

ON  HEPATIC  ESTERASES.   (Ger.)   Korth, 
S.  (Free  U.  Steglitz  Clin.,  Berlin),  F.  Winkelmann 
and  U.  M.  Gross.  Virahows  Arah.    [Zellpathol . ] 
8('f):3l8-327,  1971. 


9153      BILIARY  DRUG  EXCRETION  AND  STIMULATION 
OF  BILE  FLOW.   (E.)   Koss,  F.  W.  (Sch. 
Med.,  Hanover,  Germany),  H.  Pelzer  and  Z.  Kopitar. 
Aata  Pharmaaol.    Toxicol.    (Kbh.)    29(3) : 128-133, 
1971. 


915^      THE  PASSAGE  OF  RADIOACTIVE  LANTHANUM 

FROM  THE  BILIARY  TO  THE  VASCULAR  SYSTEM. 
AN  ELECTRON  MICROSCOPIC  AND  RADIOACTIVE  TRACER 
STUDY.   (E.)   Schatzki ,  P.  F.  (Virginia  Commonwealth 
U.  Health  Sci.  Div.,  Richmond).   Z.  Zellforsch. 
Mikrosk.   Anat.    1 19('*)  :'t51-'<59,  1971. 


9IA6      THIAMINE  CONTENT  IN  THE  LIVER  OF  TUMOR 

BEARING  RATS  SUBJECTED  TO  PENETRATING 
RADIATION.   (Rus.)   Dz'ubko,  N.  I.  (Roentgenol. 
Radiol,  Res.  Inst.,  Kiev,  USSR).  Vopr.    Onkol. 
17(6):67-69,  1971. 


9155      TEMPORAL  SEQUENCE  OF  THE  ACTION  OF 

SOME  LIVER  ENZYMES  OF  CARBOHYDRATE  AND 
PROTEIN  METABOLISM  DURING  FASTING.   (it.)   Livrea, 
G.  (U.  Messina  Inst.  Human  Physiol.,  Italy),  G. 
Carrozza,  C.  Giorgianni  and  G.  Zimbaro.  Boll. 
Soa.    Ital.    Biol.   Sper.    '*7(8)  :221-225,  1971. 


91'«7      INCORPORATION  OF  p32  AND  PALMITIC  ACID 

h3  in  diverse  PHOSPHOLIPIDS  OF  THE 
LIVER  AND  THE  INTESTINAL  MUCOSA  OF  THE  INTACT  RAT. 
(Fr.)   Clouet,  E.  (UER  Nutr.,  Dijon,  France),  R. 
Paris  and  J.  Clement.  C.R.    Acad.    Soi.     [d]    (Paris) 
273('»):515-518,  1971. 


9156      THE  POSTNATAL  INDUCTION  OF  SERINE 

DEHYDRATASE  IN  RAT  LIVER.   (E.)   Yeung, 
D.  (U.  Western  Australia,  Nedlands)  and  I.  T. 
Oliver.  Comp.    Bioahem.   Physiol.    40(1  A)  :  1  35-1 '»'*, 
1971. 


3\hZ  EVOLUTION  OF  THE  ENZYMATIC  ACTIVITY  OF 

CHOLESTEROL  7-ALPHA  HYDROXYLASE  IN 
REGENERATING  LIVER.   (Fr.)   Van  Cantfort,  J.  (U. 
Liege  Sch.,  Med.,  Belgium).  C.R.    Aaad.    Sai.     [D] 
(Paris)    21l{h):k3\-k3l,    1971. 


9157      EFFECT  OF  ACETOACETATE  ON  TYROSINE 

METABOLISM  IN  RAT  LIVER.   (E.)   Bhai, 
1.  (Univ.  Dept.  Biochem.,  Nagpur,  India),  B. 
Sivakumar  and  T.  G.  Reddi.  Indian  J.    Biochem. 
Biophys.    8(0:20-22,  1971. 


9IA9      INTERRELATIONSHIPS  IN  THE  METABOLISM  OF 

LIVER  ARACHIDONOYLLECITHINS  AND  PLASMA 
CHOLESTERYL  ARACHIDONATE  IN  THE  RAT.   (E.) 
Holub,  B.  J.  (U.  Toronto  Dept.  Biochem.,  Canada) 
and  A.  Kuksis.  Can.   J.    Biochem.    ^(9(9)  :  IOO5-IOI 1  , 
1971. 


9158      EFFECT  OF  SUGAR  EXCESS  ON  LIVER  FATS. 
(Rum.)   Bistriceanu,  E.  (Inst.  Pharm 
Med.,  Bucharest)  and  I.  Gontea.  Igiena    (Buaur.) 
20(7):421-426,  1971. 


9150      A  MULT  I  CENTER  RESEARCH  JOINT  STUDY  ON 

LIVER  EXTRACTS.   I.   EFFECT  ON  BALANCED 
DIETS.   (It.)   Caponi,  R.  (Italian  Inst.  Biochem., 
Milan,  Italy),  S.  Gorini  and  U.  Valcavi.  Farmaco 
[Soi.]   26(7):627-676,  1971. 


9159      THE  SECRETION  OF  SERUM  PROTEIN  AND  THE 
SYNTHESIS  OF  ALBUMIN  AND  TOTAL  PROTEIN 
IN  REGENERATING  RAT  LIVER.   (E.)   Schreiber,  G. 
(Univ.  Inst.  Biochem.,  Freiburg  i.  Br.,  Germany), 
J.  Urban  and  J.  Zahringer.  J.    Biol.    Chem. 
2i*6(U):4531-'t538,  1971. 
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9160      LIVER  AMINO  ACID  POOL  MAY  BE  HOMOGENEOUS 

WITH  RESPECT  TO  PROTEIN  SYNTHESIS. 
(E.)   Tsukada,  K.  (Univ.  Fac.  Pharmaceut.  Sci .  , 
Toyama,  Japan),  T.  Moriyama  and  I.  Lieberman.  J. 
Biochem.    (Tokyo)    70 (l) :  173-1  y**,  1971. 


9161       PROTEIN  AND  ORNITHINE  D-AM I NOTRANSFERASE 

TURNOVER  IN  CHANG'S  LIVER  CELLS.   (E.) 
Strecker,  H.  J.  (Albert  Einstein  Coll.  Med.,  New 
York,  N.  Y.)  and  U.  B.  Hammar.  J.    Biol.    Chem. 
lk(>-M^O-kS^S,    1971. 


9162      THE  REGULATION  OF  HEPATIC  TRIGLYCERIDE 

METABOLISM  BY  FREE  FATTY  ACIDS.  (E.) 
Kohout,  M.  (Vanderbilt  U.  Sch.  Med.,  Nashville, 
Tenn.),  B.  Kohoutova  and  M.  Heimberg.  J.  B%ol. 
Chem.    2i(6(l6):5067-507'4.  1971. 


9163      THE  ELIMINATION  OF  THE  HEPATIC  BRANCHES 

OF  THE  VAGAL  NERVE  OF  CONSCIOUS  RATS 
AND  ITS  INFLUENCE  ON  HEPATOGENOUS  DIURESIS.   IN- 
DIRECT EVIDENCE  FOR  THE  AFFERENT  VAGAL  PATHWAY 
OF  THE  HEPATIC  OSMORECEPTORS.   (Ger.)   Dennhardt, 
R.  (Philipps  U.  Inst.  Appl .  Physiol.,  Marburg/Lahn , 
Germany),  W.  W.  Ohm  and  F.  J.  Haberich.  Pfluegers 
Arch.    328(0:51-56,  1971. 


9l6i*      SOURCE  OF  THE  HUMORAL  FACTOR  THAT 

INITIATES  HEPATIC  REGENERATION.   (E.) 
Levi   J.  U.  (U.  Miami  Sch,  Med.,  Fla.)  and  R. 
Zeppa.  Ann.    Surg.    17^(3) :  36'»-370,  1971. 

9165  IN  VITRO  UPTAKE  OF  MODEL  AMINO  ACIDS 
b7  rat  liver  following  WHOLt  BODY  G 

IRRADIATION.   (E.)   Yang,  K.  P.  (U.  South  Dakota 
Sch.  Med.,  Vermillion)  and  0.  W.  Neuhaus.  Radiab. 
Res.    '47(2):500-510,  1971. 

9166  EFFECT  OF  STARVATION  UPON  HEPATIC 
INSULIN  METABOLISM  IN  THE  RABBIT.   (E.) 

Lopez  Quijada,  C.  (Gregorio  Maranon  CSIC  Inst. 
Madrid)  and  E.  Blazquez.  Rev.    Esp.    Fisiol.    27  (l) : 
139-1'*2,  1971. 


9167 


EFFECT  OF  IONIZING  RADIATION  ON  THE 
SUCCINATE  DEHYDROGENASE  ACTIVITY  OF 

RAT  LIVER.   (E.)   Jordana,  R.  (U.  Navarra  Dept. 

Physiol.,  Spain)  and  C.  Lamsfus.  Rev.   Esp.   Fisiol. 

27(2):163-16'»,  1971. 

9168      EXPERIMENTAL  DATA  ON  COMPENSATORY 

REGENERATION  OF  THE  LIVER  AFTER  LIGATION 
OF  HEPATIC  DUCTS  IN  NORMAL  ANIMALS  AND  IN 
CIRRHOSIS.   (Rus.)  Vlasov,  V.  S.  Eksp.   Khir, 
Anestesiol.    16  (3) :24-28,  1971. 


See  also  numbers:   920^1,  9713 
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9169      DEVELOPMENT  OF  MITOCHONDRIAL  ENZYME 

ACTIVITIES  IN  RAT-SMALL- INTESTINAL 
EPITHELIUM.   (E.)   lemhoff,  W.  G.  J.  (Med.  Sch., 
Rotterdam,  Netherlands)  and  W.  C.  Hulsmann.  Eur. 
J.    Bioahem.    23  (3)  :'429-'t3'i,  1971. 

Mitochondria,  isolated  from  rat  small  intestinal 
crypt  and  villous  cells,  differ  in  the  development 
of  mitochondrial  enzyme  activities  as  the  cells 
migrate  to  the  top  of  the  villi.   Enzymes  found 
in  greater  amount  in  crypts  include  3-hydroxy- 
butyrate  dehydrogenase,  monoamine  oxidase,  cyto- 
chrome C  oxidase  and  succinic  dehydrogenase. 
Those  higher  in  the  villous  cells  include  glycerol- 
1-phosphate  dehydrogenase  and  a  number  of  matrix 
enzymes  such  as  aspartate  aminotransferase, 
glutamate  dehydrogenase,  acetoacety 1 -COA  thiolase 
and  octanoyl-CoA  synthetase.   Results  are  reported 
in  absolute  values  and  as  activity  of  villi  per 
crypt  ratio.   The  results  indicate  that  the 
Increases  of  mitochondrial  enzyme  activities 


reflect  a  differential  development,  not  simple 
continuation  of  growth  of  a  population  of  mito- 
chondria the  cell  has  inherited  from  the  precursor 
The  increase  in  activity  of  the  aspartate-amino- 
transferase pathway  is  larger  than  the  glutamate- 
dehydrogenase  pathway  which  in  turn  is  larger 
than  the  increase  of  succinic  dehydrogenase 
activity  as  the  cell  goes  from  crypt  to  villus. 


9170      CORTISONE-EVOKED  DECREASE  OF  ACID  6- 

GALACTOSIDASE,  6-GLUCURONIDASE,  N- 
ACETYL-6-GLUCOSAMINIDASE  AND  ARYLSULPHATASE  IN 
THE  ILEUM  OF  SUCKLING  RATS.   (E.)   Koldovsk-j?,  0._ 
(Child.  Hosp.,  Philadelphia,  Pa.)  and  M.  Palmien 
Bioahem.    J.    125(3) :697-701  ,  1971. 

After  injection  of  cortisone  starting  on  day  9 
(postnatal ly),  no  changes  in  specific  activities 
of  acid  beta-galactosidase  and  beta-glucuronidase 
were  observed  Ik,    k%   or  72  hr  later;  N-acetyl- 
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beta-glucosaminldase  decreased  significantly 
after  ^48  hr.   All  3  beta-glycosidase  activities 
decreased  substantially  after  96  hr;  intestinal 
arylsulfatase  demonstrated  a  similar  decrease  at 
96  hr.   Total  activities  of  all  3  beta-glycosidases 
per  ileum  per  animal  were  significantly  lower  11 
hr  after  the  first  injection  both  in  comparison 
with  control  animals  and  with  animals  injected 
Ik   or  k^   hr  before  being  killed.   The  rate  of 
decrease  was  similar  for  all  3  enzymes;  the  half- 
life  was  about  0.5-0.6  day.   The  rate  of  decrease 
of  the  hydrolases  in  cortisone-treated  animals 
proceeded  faster  than  the  rate  of  enterocyte 
renewal  in  this  period.   Cortisone  might  evoke 
the  decrease  of  enzymes  in  cells  already  migrating. 


9171      THE  EFFECTS  OF  SEVERAL  DRUGS  ON  DUODENAL 

pH.   (Sp.)   Mazure,  P.  A.  (Natl.  Inst. 
Health,  Haedo,  Argentina),  J.  N.  Cosen  and  M. 
Schraier.  Acta  Gastroenterol.    Lat.   Am.    2(1): 1-7, 
1970. 

Among  12  patients  with  duodenal  ulcer,  the  mean 
pH  value  for  the  content  of  the  second  portion  of 
the  duodenum  was  below  pH  6  for  31^  of  a  60-minute 
control  period  of  continuous  i.v.  perfusion  of 
physiologic  saline.   This  was  followed  immediately 
by  i.v.  perfusion  of  pentagastrin  6  yg/kg/hr  for 
2  hr.   During  the  first  30  min,  the  stimulant 
increased  total  gastric  secretion  markedly,  with- 
out affecting  i ntraduodenal  pH.   During  the  next 
30  min,  when  it  was  combined  with  metochlopramide 
('40  mg,  i.v.)  the  mean  value  for  i  ntraduodenal 
content  was  below  pH  6  for  62^  of  the  period, 
below  pH  ^4  for  3^41  (as  compared  to  3%   of  the 
control  period),  below  pH  2  for  3%    (as  compared 
to  1%   of  the  control  period).   During  the  next 
30  min,  following  administration  of  parapenzolate 
bromide  (0.5-1.0  mg,  i.v.),  the  mean  pH  value 
returned  rapidly  to  the  control  level.   At  the 
end  of  this  period,  a  second  injection  of  meto- 
chlorpramide  exerted  the  same  effect  as  the 
first,  with  no  apparent  effect  exerted  by  the 
long-acting  anticholinergic. 


9172      THE  EFFECTS  OF  A  NEW  ADRENERGIC  ANTAGONIST 

ON  THE  MESENTERIC  CIRCULATION.   (E.) 
Reynolds,  D.  G.  (Walter  Reed  Army  Inst.  Res., 
Washington,  D.  C.)  and  K.  G.  Swan.  Proc.    Soo. 
Exp.    Biol.   Med.    1 38(2) :683-687,  1971. 
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without  potentiating  the  vasodilator  effect  of 
the  antagonist.   The  fact  that  WR-2823  confers 
greater  protection  than  phenoxybenzamine  in 
experimental  shock  while  at  the  same  time  acting 
as  a  less  effective  antagonist  to  the  mesenteric 
vasoconstrictor  action  of  norepinephrine  and 
epinephrine  suggests  2  alternatives:   either  the 
target  organ  theory  of  irreversibility  in  shock 
is  inaccurate  or  else  the  locus  of  action  in 
protecting  the  experimental  shock  model  is  other 
than  the  gut. 


9173      THE  EFFECT  OF  GLUCAGON  ON  ENTEROKINASE 
SECRETION  FROM  BRUNNER'S  GLAND  POUCHES 
IN  DOGS.   (E.)   Goldman,  R.  B.,  Y.  S.  Kim  (U. 
California  Sch.  Med.,  San  Francisco),  R.  S.  Jones 
and  M.  H.  Sleisenger.  Proo.    Soo.    Exp.    Biol.    Med. 
138(2)  :562-565,  1971. 

The  volume  of  pouch  secretion  and  protein  output 
rose  during  the  first  15  and  30  min  of  glucagon 
infusion,  resp.,  and  remained  elevated  during 
the  2  hr  of  glucagon  infusion  in  3  dogs.   During 
the  first  15  min  of  glucagon  infusion,  enterokinase 
output  rose  from  0.9  units/15  min  (control)  to  a 
peak  value  of  21.6  units/15  min;  mean  output  was 
11.6  units/15  min.   Enterokinase-speci f i c 
activity  reached  its  initial  peak  in  the  first 
15  min  and  then  rose  to  a  second  larger  peak; 
mean  specific  activity  was  8.3  units/mg  protein. 
It  is  not  known  whether  endogenously  released 
glucagon  will  stimulate  duodenal  secretion  or 
whether  the  response  observed  in  this  study  was 
a  pharmacologic  effect.   The  pattern  of  glucagon- 
stimulated  enterokinase,  a  double-peaked  response, 
resembles  the  duodenal  output  of  pepsin. 


917^      PROTEIN  SYNTHESIS  IN  INTESTINAL  MUCOSA: 

THE  EFFECT  OF  ROUTE  OF  ADMINISTRATION 
OF  PRECURSOR  AMINO  ACIDS.   (E.)   Alpers,  D.  H. 
(Washington  U.  Sch.  Med.,  St.  Louis,  Mo.).  J. 
Clin.    Invest.    51  (l ):  167-173,  1972. 

Labeled  amino  acid  was  injected  into  the  lumen 
of  in  vitro  preparations  of  small  bowel  segments 
of  male  Wistar  rats.   Cells  at  every  level  of 
the  jejunal  villus  were  able  to  synthesize  protein 
equally  well  from  ■^'*C-leucine.   Compared  with 
i .v. -administered  amino  acids,  those  administered 
i ntral uminal ly  were  utilized  preferentially  for 
protein  synthesis.   After  i.v.  administration, 
the  greatest  degree  of  labeling  was  at  the 
villus-crypt  junction,  while  after  intraluminal 
administration  heaviest  labeling  was  near  the 
villus  tip.   In  crypt  cells,  smal 1 -molecular 
weight  membrane-bound  proteins  were  labeled 
preferentially,  while  in  the  villus  the  pattern 
of  labeling  was  more  evenly  distributed  among 
the  different  proteins. 


9175      PREPARATION  OF  A  HIGHLY  PURIFIED 

GLYCYL-L-LEUCINE  DIPEPTIDASE  FROM  PIG 
INTESTINAL  MUCOSA.   (E.)   Nor^n,  0.  (U.  Copenhagen 
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Dept.  Biochem.  C) ,  H.  Sj5strom  and  L.  Josefsson. 
Acta  Chem.    Saand.    25 (5) : 191 3-191 5,  1971. 

G1ycyl-2-leucine  dipeptidase  activity  from  pig 
intestinal  mucosa  was  determined  under  optimal 
pH  conditions  at  25°C  using  glycyl -L-leuci ne  as 
substrate.   Repeated  gel  electrophoresis  of  the 
major  band  after  concentration  showed  the  same 
distribution  of  protein  into  3  bands.  This  re- 
sult indicates  a  transformation  between  different 
forms  of  the  enzyme  occurring  during  the  experiment, 
a  phenomenon  known  from  other  polyacryl amide  gel 
electrophoresis  experiments.   Each  purification 
usually  starts  with  about  90  g  of  lyophilized 
mucosa  extract  and  yields  about  2  mg  of  the 
purified  glycyl-L-leucine  dipeptidase.   For  the 
pooled  active  fractions  of  Sephadex  G-lOO  effluent, 
volume  was  38.5  ml,  absorbance  at  280  was  O.O63, 
total  activity  was  ^tSOO  U,  yield  was  H.Vi   and 
the  purification  factor  was  2060. 


9176  VITAMI.N  D3  ACTION  ON  RNA  SYNTHESIS  IN 
RAT  INTESTINAL  flUCOSA.  (E.)  litoyo, 
N.  (Univ.  Tokyo  Sch.  Health  Sci.),  S.  Moriuchi, 
S.  Takase  and  N.  Hosoya.  J.  Vitaminol.  (Kyoto) 
17(2):73-80,  1971. 


9177      THE  DEVELOPMENT  OF  SOME  ENZYME  ACTIVITIES 

IN  THE  GUT  OF  THE  RAT.   (E.)   Hahn,  P. 
(U.  British  Columbia  Dept.  Pediatr.,  Vancouver, 
Canada)  and  J.  Skala.  Biol.    Neonate    (Basel) 
18(5-6)  :'433-'*38,  1971. 


9178      OXYGEN  UPTAKE  BY  RAT  JEJUNUM  IN  MEDIA 
DEVOID  OF  Na"^.   (E.)   Jordana,  R.  (U. 
Navarra  Dept.  Physiol.,  Spain)  and  C.  Igea.  Rev. 
Esp.    Fisiol.    27(2): 155-162,  1971. 


See  also  number:   91'»7 
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9179      TRANSPORT  STUDIES,  MORPHOLOGICAL  AND 
HISTOCHEMICAL  FINDINGS  IN  INTESTINAL 
EPITHELIAL  CELLS  FOLLOWING  MASSIVE  BOWEL  RESECTION. 
(E.)   Wilmore,  D.  W,  (U.  Pennsylvania  Sch.  Med., 
Philadelphia),  P.  G.  Holtzapple,  S.  J.  Dudrick 
and  J.  J.  Cerda.  Surg.    Forum   22:361-363,  1971. 

Biopsies  were  taken  from  the  duodenum,  jejunum 
and  ileum  of  1-yr-old  dogs  that  had  undergone  a 
90^-enterectomy  at  10  weeks  of  age.   Bowel  wall 
thickening  and  hypertrophy  were  observed  in  the 
intestinal  segments  that  remained  after  resection; 
however,  mucosal  enzyme  concentrations,  cell 
ultrastructure,  and  the  active  uptake  of  glucose 
and  amino  acids  by  the  epithelial  cells  were  the 
same  in  the  resected  animals  as  in  the  controls. 
Results  indicate  that  the  enhanced  absorption  and 
functional  compensation  observed  after  intestinal 
resections  is  due  to  hypertrophy  of  the  villi, 
which  provides  an  increased  number  of  cells, 
rather  than  an  increase  in  individual  cell  function. 


9180      CONVERSION  OF  ANGIOTENSIN  I  TO  ANGIO- 
TENSIN II  IN  THE  CANINE  MESENTERIC 
CIRCULATION.   (E.)   DiSalvo,  J.  (Squibb  Inst. 
Med.  Res.,  New  Brunswick,  N.  J.)  and  C.  B. 
Montefusco.  Am.    J.    Physiol.    221 (6) : 1 576-1 579 , 
1971. 

Mongrel  dogs  were  anesthetized  with  pentobarbital 
and  an  electromagnetic  flow-meter  was  used  to 
study  flow  through  the  superior  mesenteric  artery. 
Marked  decreases  in  flow  through  this  vessel 
were  seen  after  i ntra-arteri al  injections  of 
angiotensin  I  (0.375  to  3.75  ug)  and  angiotensin 
II  (0.13  to  1.00  ug),  and  the  reduction  in  flow 
with  angiotensin  M  was  always  significantly 
greater  than  that  seen  with  angiotensin  I.   The 
synthetic  pentapeptide  SQ  20^475  (Pyr-Lys-Try-Al a- 
Pro;  which  blocks  the  enzymatic  conversion  of 
angiotensin  I  to  angiotensin  II)  markedly  de- 
creased the  vasoconstrictor  action  of  angiotensin 
I,  while,  as  expected,  having  no  effect  on  the 
response  to  angiotensin  II.   Using  a  Lineweaver- 
Burke  plot,  it  was  seen  that  locally  only  about 
25%   of  angiotensin  I  is  converted  to  angiotensin 
II  and  that  this  local  conversion  is  responsible 
for  the  vascular  response. 


9181      RECEPTORS,  ACTIVATED  BY  ACID,  IN  THE 

DUODENAL  WALL  OF  RABBITS.   (E.)   Andrews, 
C.  J.  H.  (Roy.  Free  Hosp.  Sch.  Med.,  London)  and 
W.  H.  H.  Andrews.  Q.    J.    Exp.    Physiol.    56(4): 
221-230,  1971. 

Hydrochloric  acid,  0.1  and  0.05  M,  and  acid 
sodium  citrate,  buffered  with  HCl  to  a  pH  of 
less  than  2  were  introduced  into  the  duodenal 
lumen  of  anesthetized  rabbits.   That  solution 
induced  action  potentials  in  the  distal  portions 
of  cut  maesenteric  nerves  coming  from  that  aspect 
of  the  duodenum  exposed  to  the  acid.   Two  types 


of  responses  were  noted  from  the  upper  part  of 
the  duodenum.   One  consisted  of  an  intense  volley 
of  action  potentials  of  immediate  onset  and  short 
duration  (15  sec);  the  other  response  was  less 
intense,  reached  its  maximum  in  30  sec  and  was 
of  longer  duration  (90  sec).   Regarding  the 
stimulation  of  these  2  receptors  by  acid  in  the 
lumen,  the  concentration  of  hydrogen  ions  seems 
to  be  the  important  factor.   Possibly  one  of  the 
receptors  is  a  true  detector  of  hydrogen  ions, 
while  the  other  receptor  together  with  receptors 
from  the  lower  doudenum  could  be  associated  with 
intestinal  nociception. 


9182      CAFFEIC  ACID  METABOLISM  BY  BACTERIA  OF 
THE  HUMAN  GASTROINTESTINAL  TRACT.   (E.) 
Peppercorn,  M.  A.  (NIH,  Bethesda,  Md.)  and  P. 
Goldman.  J.    Baat.    108  (3) :996-1000 ,  1971. 

Evidence  for  the  transformation  of  caffeic  acid, 
dihydrocaffeic  acid,  and  't-vi  nyl  catechol  was 
observed  with  a  mixed  culture  of  bacteria  from  a 
small  sample  of  human  feces.   Twelve  organisms 
and  one  mixed  culture  were  then  isolated  from 
fecal  samples  using  standard  techniques.   Six  of 
the  isolates  were  obtained  in  the  presence  of 
caffeic  acid  or  one  of  its  metabolites,  seven 
isolates  were  obtained  independently.   It  was 
found  that  none  of  the  12  organisms  isolated  had 
the  ability  to  catalyze  more  than  1  reaction 
from-  caffeic  acid  to  either  m-hydroxyphenyl - 
proprionic  acid  or  ^-ethyl catechol .   Growth  of 
the  individual  organisms  was  better  on  media  that 
contained  dihydrocaffeic  acid  but  no  dehydroxyla- 
tion  reaction  was  noted.   Limiting  factors  for 
the  experiment  may  have  been  selection  of  the 
media  or  anaerobic  requirement  difficulties. 
Two  mechanisms  are  suggested,  i.e.  one  organism 
may  provide  the  growth  conditions  necessary  for 
enzyme  production  by  the  second  organism  or 
dehydroxylat ion  occurs  in  2  steps,  each  step 
catalyzed  by  an  enzyme  present  in  one  of  the 
organisms.   Similar  mechanisms  are  postulated  for 
reduction  steps. 


9183      SIMPLIFIED  METHOD  OF  CANINE  ORTHOTOPIC 

HEPATIC  TRANSPLANTATION.   (E.) 
Cooperman,  A.  M.  (Mayo  Clin.,  Rochester,  Minn.), 
J.  E.  Woods  and  D.  C.  Mel  1  rath.  Am.    J,    Surg. 
122(6) :297-801  ,  1971. 

The  technique  is  easier  and  allows  consistent 
success  with  a  minimal  number  of  personnel.   The 
hepatic  artery  is  used  for  the  arterial  anastomosis 
beneath  the  portal  vein  instead  of  the  aorta. 
Cooling  of  the  donor  by  submersion  in  an  ice  bath 
or  peritoneal  lavage  with  iced  saline  was  un- 
necessary.  The  syprahepatic  cava  was  approached 
by  gentle  lateral  retraction  of  the  liver  and 
first  freeing  the  posterior  attachments,  and  the 
left  phrenic  vein  need  not  be  ligated  and  divided. 
The  right  hepatic  vein  was  ligated  and  divided 
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before  it  entered  the  suprahepatic  cava,  facilitating 
the  upper  anastomosis  by  allowing  a  longer  seg- 
ment of  suprahepatic  cava.   Minimal  doses  of 
anesthesia  were  used,  the  use  of  phencycl idi ne 
hydrochloride  permitting  less  sodium  pentobarbital 
to  be  used.   This  technique  has  permitted  20 
consecutive  operative  survivors.   In  most  in- 
stances the  dogs  were  breathing  spontaneously  at 
the  end  of  the  procedure  and  were  awake  and  stand- 
ing within  2-3  hr  after  operation.   Nearly  all 
survived  until  organ  rejection  7-10  days  after 
surgery. 


3\8k  A  TECHNIQUE  FOR  CHRONIC  SUBMUCOSAL 

ADMINISTRATION  IN  THE  DOG.   (E.) 
Thomason,  M.  R.  (Temple  U.  Sch.  Pharm.,  Philadelphia, 
Pa.),  R.  S.  Thompson  and  R.  F.  Gautieri.  Toxiaol. 
Appl.    Pharmaaol.    20(5) : 582-587,  1971. 

A  special  cannula,  modified  by  drilling  a  series 
of  small  holes  around  the  periphery  of  its  base, 
was  attached  to  the  ventral  aspect  of  the  colon 
using  3-0  gastrointestinal  silk.   Each  interrupted 
stitch  was  made  through  one  of  the  attachment 
holes  in  the  base  of  the  cannula  and  only  the 
serosal  layer  of  the  colon.   The  ostium  for  the 
exteriorization  of  the  cannula  was  made  by  means 
of  a  custom-designed  surgical  trochar.   The 
cannula  was  exteriorized,  and  the  midline  incision 
was  closed.   Postoperative  antibiotic  therapy 
consisted  of  sulfanilamide,  75%:   sul fathiazole, 
25%   powder  on  the  incision  site  and  the  i .m. 
injection  of  600,000  units  of  procaine  penicillin 
daily  for  k   days.   After  the  postoperative  period 
(lO-Ti  days),  the  cannula  was  completely  en- 
capsulated by  massive  tissue  adhesions.   The 
serosal  surface  became  sclerosed  due  to  the 
cannula  resting  against  it,  and  the  stitches 
worked  out,  allowing  the  adhesions  to  stabilize 
the  cannula. 


9185      BLOOD  FLOW  TO  THE  ILEAL  REMNANT  FOLLOWING 

MASSIVE  INTESTINAL  RESECTION.   (E.) 
Touloukian,  R.  J.  (Yale  U.  Sch.  Med.,  New  Haven) 
and  R.  P.  Spencer.  Surg.    Forum   22:370-371,  1971. 

Two  months  after  a  501  mi d-enterectomy ,  rats  had 
developed  hypert roph led  ileal  remnants  that  were 
comparable  in  weight  to  the  entire  ileum  of 
unoperated  controls  and  animals  having  a  simple 
transection  and  re-anastomosis.   No  hypertrophy, 
however,  was  observed  in  the  jejunal  remnant. 
The  percentage  of  cardiac  output  received  by  the 
jejunal  remnant  was  reduced  in  proportion  to  the 
extent  of  the  resection  and  was  half  that  de- 
livered to  the  entire  jejunum  of  controls.   A 
reduction  in  blood  flow  to  the  ileal  remnant  was 
observed  2  days  after  surgery.   However,  after  2 
months,  blood  flow  had  risen  to  values  similar 
to  those  for  the  entire  ileum  of  the  unoperated 
and  transsected  controls.   Mucosal  blood  flow  to 
the  ileum  was  greater  than  that  of  controls  2 
days  after  surgery,  but  returned  to  control 
values  within  2  months. 


9186      SELECTIVE  DILATION  WITH  PROSTAGLANDIN  E] , 

GLUCAGON,  AND  ISOPROTERENOL  OF  THE 
CONSTRICTED  SUPERIOR  MESENTERIC  ARTERY.   (E.) 
Treat,  E.  (U.  Oklahoma  Med.  Ctr.,  Oklahoma  City), 
H.  B.  Ulano,  L.  B.  Shanbour  and  E.  D.  Jacobson. 
Surg.    Forum   22:371-373,  1971. 

When  dogs  were  acutely  bled  30%   of  their  blood 
volume,  mesenteric  vascular  resistance  was  in- 
creased, mesenteric  blood  flow  was  reduced  by 
50-751  and  arterial  blood  pressure  was  decreased 
by  40-50%.   Infusion  of  prostaglandin  E] ,  glucagon 
or  isoproterenol  into  the  first  branch  of  the 
superior  mesenteric  artery  for  1  hr  restored 
blood  flow  to  pre-hemorrhage  values  and  reduced 
vascular  resistance  across  the  gut  to  below  pre- 
hemorrhage  values,  without  altering  systemic 
arterial  pressure.   infusion  of  dopamine  or  normal 
saline  had  no  beneficial  effect.   It  is  suggested 
that  patients  with  non-occl us i ve  mesenteric 
ischemia  might  be  treated  effectively  by  intra- 
arterial infusion  of  vasodilator  drugs. 


9187      AUTOREGULATION  OF  PORTAL  PRESSURE  IN 
MAN.   (E.)   Kessler,  R.  E.  (New  York 
U.  Sch.  Med.,  N.  Y.),  D.  A.  Tice  and  D.  Zimmon. 
Surg.    Forum   22:351-352,  1971. 

In  18  patients  with  cirrhosis,  an  extracorporeal 
portosystemic  shunt  was  created  by  connecting  an 
umbilical  vein  catheter  to  a  saphenous  vein 
catheter  with  silicone  rubber  tubing,  incorporating 
a  roller  pump  and  an  electromagnetic  flow  meter. 
The  rate  and  direction  of  shunted  flow  was  varied 
100  ml/min  and  the  response  of  portal  pressure 
was  monitored.   One  group  of  patients  (50%) 
showed  little  change  in  portal  pressure  in 
response  to  large  changes  in  umbi 1 ical -to-saphenous 
or  saphenous-to-umbi 1 ical  flow.   Further  clinical 
studies  suggest  that  these  patients,  as  well  as 
normal  persons,  autoregulate  portal  pressure 
through  compensatory  changes  in  hepatic  arterial 
flow.  The  remaining  patients  had  steep  pressure 
flow  curves,  since  small  flow  increments  resulted 
in  large  portal  pressure  changes.   It  is  suggested 
that  these  patients  have  inadequate  hepatic 
artery  flow  and  develop  reduction  in  sinusoidal 
perfusion  after  portosystemic  shunting.   Six 
autoregulatory  patients  underwent  end-to-side 
portacaval  shunting  and  all  had  uneventful  post- 
operative courses.   One  patient  with  a  steep 
pressure  flow  curve  underwent  the  same  procedure 
and  had  multiple  episodes  of  hepatic  failure  for 
3  months  before  recovery.   It  is  suggested  that 
this  technique  could  be  used  to  determine  which 
patients  could  be  successfully  treated  for  bleeding 
varices  by  diverting  portal  blood  from  the  liver. 


9188      A  METHOD  OF  REINFORCING  THE  MUCOSAL 

SEPTUM  OF  THE  VAGALLY  INNERVATED  GREATER 
CURVATURE  STOMACH  POUCH  USING  OMENTUM.   (E.) 
Cleator,  I.  G.  M.  (U.  British  Columbia  Dept. 
Surg.,  Vancouver,  Canada)  and  R.  C.  Harrison. 
J.    Surg.   Res.    1 1  (1 1 )  :5'»5-5'49,  1971. 
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Innervated  gastric  pouches  were  made  along  the 
greater  curvature  in  18  dogs  using  the  classical 

technique  of  Hollander  and  Jemarin  in  9,  and  the 
same  technique  with  reinforcement  of  the  mucosal 
septum  with  omentum  in  the  other  9.   Breakdown 
of  the  septum  usually  occurred  between  the  fourth 
and  tenth  day,  and  was  demonstrated  by  the  presence 
of  large  amounts  of  acid  and  food  in  the  pouch 
collections.   Using  Hollander  and  Jemarin's 
method  alone,  8  of  9  dogs  developed  septal  break- 
down and  the  remaining  dogs  developed  dehiscence 
of  the  main  wound  and  died  1  week  after  surgery. 
When  the  septum  was  reinforced  with  omentum,  2 
dogs  developed  septal  breakdown  and  the  other  7 
had  intact  pouches  on  testing.   The  insulin  tests 
on  these  7  dogs  were  all  strongly  positive.   Thus, 
reinforcement  of  the  septum  with  omentum  seems 
helpful  in  this  procedure. 


9189      SECTION  OF  THE  VAGUS  NERVE  AT  THE  LEVEL 

OF  THE  HEPATIC  PLEXUS  AND  ITS  EFFECTS 
ON  CHOLEDOCHAL  PRESSURE.   (Sp.)   Suarez  Savio,  0. 
(Joaquin  Albarran  Hosp.,  Havana,  Cuba),  A. 
Fragoso,  F.  Silio,  A.  Arronde,  E.  Febles  and  C. 
Callejas.  Rev.    Cub.    Civ.    1 0  (2) : I63-I 70,  I97I. 

In  dogs,  section  of  the  right  vagus  nerve  at  the 
level  of  the  hepatic  plexus  induced  an  immediate, 
sharp  decrease  of  pressure  in  the  common  bile 
duct,  which  was  greater  than  the  maximal  decrease 
induced  in  controls  by  i.v.  administration  of 
atropine.   In  the  operated  animals,  i.v.  injection 
of  morphine  (in  quantities  sufficient  to  induce 
spasm  of  the  sphincter  of  Oddi,  in  controls) 
resulted  in  only  slight  increase  of  choledochal 
pressure,  equal  to  approximately  one-third  the 
amount  of  the  decrease  induced  by  vagal  section. 
It  is  concluded  that  the  technique  might  have 
practical,  clinical  applications. 


Res.,  Washington,  D.  C.)  and  D.  G.  Reynolds. 
Gastroenterology   6I  (6) :863-871  ,  1971. 

Intra-arterial  infusions  of  epinephrine,  nor- 
epinephrine, pnenylephrine ,  and  isoproterenol 
were  administered  to  dogs,  and  superior  mesenteric 
blood  flow  was  measured  using  an  electromagnetic 
blood  flowmeter.   Infusion  of  epinephrine  or 
norepinephrine  (0.5  yg/kg/min)  caused  a  significant 
decrease  in  mesenteric  blood  flow  within  1  min, 
but  blood  flow  then  increased  progressively 
despite  continued  drug  infusion.   This  escape 
occurred  more  rapidly  and  its  magnitude  was 
greater  with  epinephrine.   Adrenergic  receptor 
blockage  attenuated  the  vasoconstrictor  response 
to  norepinephrine  and  caused  vasodilation  with 
epinephrine.   Whereas  phenylephrine  infusion 
caused  vasoconstriction,  isoproterenol  infusion 
was  followed  by  vasodilatation,  neither  of  these 
amines  showing  the  overshoot  seen  with  epinephrine 
and  norepinephrine.   A  S  adrenergic  blockade 
inhibited  the  autoregu 1 atory  escape  from  epinephrine 
and  norepinephrine.   Norepinephrine  and  phenyl- 
ephrine increased  mean  arterial  pressure  by  7  and 
5  mm  Hg ,  resp.;  isoproterenol  decreased  mean 
arterial  pressure  by  10-11  mm  Hg ,  and  epinephrine 
was  without  effect  on  arterial  pressure.   Nor- 
epinephrine, epinephrine,  and  isoproterenol  each 
increased  portal  venous  pressure  significantly 
within  3  min.   Thus,  the  effects  of  epinephrine 
and  norepinephrine  on  the  gut  may  be  moderated 
by  autoregulatory  phenomena. 


9192      MICROCIRCULATION  OF  THE  BILE  PASSAGES. 

(Fr.)   Aires  De  Sousa,  L.  (U.  Lisbon 
Sch.  Med.,  Portugal),  H.  Rodrigues,  C.  Miranda 
and  A.  Cruz.  J.    Beige  Radiol.    S'*  (5)  :597-601  , 
1971. 


9190      THE  VASCULAR  ESCAPE  PHENOMENON  IN  THE 

INTESTINAL  CIRCULATION  AND  ITS  INDUCTION 
BY  ESSENTIALLY  DIFFERENT  VASOCONSTR I CT  I  NG  AGENTS. 
(Ger.)   Henrich,  H.  (U.  Wurzburg  Physiol.  Inst., 
Germany)  and  J.  Lutz.  Pfluegers  Arah.    329(l): 
82-9'*,  1971. 

In  rats  treated  by  intra-arterial  infusion  by 
way  of  the  superior  mesenteric  artery,  quantitatively 
and  qualitatively  comparable,  autoregulatory 
escape  reactions  were  induced  in  the  intestinal 
vascular  system  by  epinephrine,  norepinephrine, 
2-ethylamino-l-(3-hydroxy)phenyl  HCl  (Effortil), 
angiotensin  II  (Hypertens i n) ,  vasopressin  and 
prostaglandin  F2a.   It  is  concluded  that  the 
escape  phenomenon  was  not  dependent  upon  the 
presence  of  specific  (adrenergic)  receptors, 
particular  functional  structures,  or  secondary 
dilatation  induced  by  the  catecholamines. 


9191      EFFECTS  OF  INTRAARTERIAL  CATECHOLAMINE 

INFUSIONS  ON  BLOOD  FLOW  IN  THE  CANINE 
GUT.   (E.)   Swan,  K.  G.  (Walter  Reed  Army  Inst. 


9193      HEPATIC  ARTERIES  ACCORDING  TO  DATA  OF 

INTRAVITAL  SELECTIVE  ARTERIOGRAPHY. 
(Rus.)   Klimenko,  G.  A.,  A.  M.  Levendiuk  and 
I.  L.  Shalikov.  Vestn.    Khir.    107  (7)  :  3'*-38,  1971 


919^4      THE  CHARACTERISTICS  OF  THE  BLOOD 

SUPPLY  IN  THE  AUXILIARY  LIVER  TRANS- 
PLANTATION.  (E.)   Dagradi,  A.  (Inst.  Radiol., 
Verona,  Italy),  G.  F.  Pistolesi  and  F.  Frasson. 
Roentgenblatter   2'4  (9)  :'483-484,  1971. 


9195      PANCREATIC  HYPERVASCULAR I ZAT ION  .   (Fr.) 

Bennet,  J.  (CHU  St.  Antoine,  Paris), 
R.  Bigot  and  J.  P.  Monnier.  J.    Radiol.    Eleatrol. 
Med.    Nual.    52  (8-9)  :'485-488,  1971. 


9196      CARBOXYANGIOGRAPHY  IN  THE  EXPLORATION 

IN  THE  INFRAHEPATIC  VEINS.   (Fr.) 
Bendib,  M.  (CHU  Radiol.  Clin.,  Alger,  Algeria), 
M.  Toumi  and  A.  Boudjellab.  J.    Radiol.    Eleatrol. 
Med.    Nual.    52(8-9)  :5'4'(,  1971. 


1095 


DIAGNOSTIC  PROCEDURES 


9197      CRITICAL  ANALYSIS  OF  THE  SERUM  GLUCOSE  - 

AMYLASE  TEST,  BASED  ON  FIFTY-FIVE  TEST 
RECORDS  INTERPRETED  IN  THE  LIGHT  OF  A  NUMBER  OF 
QUANTITATIVE  CRITERIA.   (Fr.)   Chariot,  J.  (Bichat 
Hosp.,  Paris),  B.  Gouin,  J.  de  la  Tour  and  C. 
Debray.  Arch.    Fr.    Mai.   App.    Dig.    60(8-9,  Suppl  . 
3):199-210,  1971. 

Ermini's  serum  gl ucose-amyl ase  test  (involving 
hyperglycemia  induced  by  p.o.  administration  of 
glucose)  was  administered  to  3  groups  of  hospitalized 
subjects,  including  10  normal  controls,  22 
patients  with  pancreatic  disorders  (15  of  22, 
chronic  or  subacute  pancreatitis;  ^t  of  22,  suspected 
pancreatitis;  3  of  22,  cancer  of  the  pancreas) 
and  23  patients  with  other  disorders,  who  were 
free  of  pancreatic  involvement.   In  addition, 
repeated  determinations  of  serum  lipase  were 
made  in  all  subjects,  and  "pseudo-tests,"  without 
ingestion  of  glucose,  were  performed  in  a  total 
of  10  subjects,  drawn  at  random  from  the  3  groups. 
As  compared  to  the  2  other  groups,  patients  with 
pancreatic  disorders  showed  significantly  increased 
pre-test  serum  levels  of  both  amylase  and  lipase. 
No  other  significant  differences  could  be  demon- 
strated as  between  the  3  groups  or  combinations 
of  subgroups:   in  terms  of  mean  maximal  or  mean 
hourly  variations  of  serum  amylase  or  serum  lipase, 
similar  variations  of  glycemic  levels,  or  any  of 
the  possible  relationships  between  these  3  para- 
meters.  It  is  concluded  that  the  test  had  no 
cl inical  value. 


ACCURATE  ASSAY  OF  LOW  INTESTINAL  LACTASE 
ACTIVITY  WITH  A  FLUOROMETRIC  METHOD, 
Dahlqvist,  A.  (Univ.  Hosp.,  Lund,  Sweden) 

and  N.-G.  Asp.  Anal.    Bioohem.    ^tA  (2)  :65'*-657, 

1971. 


9199 

(E.) 


9198 


COLONOSCOPY.   A  STUDY  OF  50  CASES.   (E.) 
Kuld  Hansen,  L.  (Copenhagen  County 
Hosp.,  Hellerup,  Denmark).  Soand.    J.    Gastro- 
enterol.   6(8):687-691,  1971. 

The  results  of  colonoscopies  performed  in  50 
patients  using  a  long  (20  mm)  colonoscope  are 
reported.   Whereas  in  all  19  cases  of  infectious 
disorders  it  was  possible  to  make  the  diagnosis^ 
by  colonoscopy,  X-ray  showed  normal  conditions  in 
5  cases.   Of  l6  patients  with  tumor  formation, 
the  colonoscope  failed  in  3.   In  the  group  with- 
out pathological  changes  (15  cases),  colonoscopy 
failed  in  2  cases.   Thus,  endoscopy  was  successful 
in  kb   of  50  cases.   In  kkX   of  the  cases  (22)  the 
colonoscope  was  inserted  into  the  ascending  colon. 
The  main  causes  of  incomplete  insertion  were 
stricture,  diverticulitis  and  growing  sigmoid  loop. 
The  average  duration  of  the  examinations  was  38 
min  overall,  and  5^4  min  where  the  ascending  loop 
was  reached.   Serious  complications  such  as  per- 
foration or  bleeding  did  not  occur.   Thus,  the 
colonoscope  revealed  more  positive  results  con- 
cerning infectious  lesions  and  smaller  polyps 
than  the  X-ray  examination.   Thus,  colonoscopy  is 
helpful  in  excluding  false  positive  X-rays;  how- 
ever, X-ray  examination  is  still  necessary  for 
the  best  possible  diagnostic  accuracy. 


Generated  NADH  was  measured  with  a  filter  fluoro- 
meter  with  a  1°  and  2°  filter.  The  hydrolysis 
of  lactose  was  carried  out  at  pH  6  and  the  coupled 
reaction  at  pH  8.6,  which  is  optimum  for  the 
galactose  dehydrogenase.   Suitable  reaction 
rates  were  provided  at  room  temperature  by  50  yg 
of  galactose  dehydrogenase,  giving  a  plateau 
within  15  min.   NAD+  was  not  a  limiting  factor 
of  the  reaction  when  present  in  a  concentration 
of  1  mg.   A  linear  relation  was  obtained  with 
2-160  yg  mucosal  protein  in  the  incubation  mix- 
ture, yielding  0,02-U  hydrolysis  of  the  lactose. 
This  assay  is  5  times  more  sensitive  than  the 
ultramicromodification  of  the  glucose  oxidase 
method,  and  is  not  influenced  by  high  concentra- 
tions of  mucosal  homogenate  in  the  incubation 
mixture. 


9200      AN  OXYGENATION-PERFUSION  METHOD  FOR 

IN  VITRO  TRANSPORT  STUDIES  ON  THE 
INTESTINES~OF  LARGE  MAMMALS.   (E.)  Whitten, 
E.  H.  and  R.  V,'.  Phillips  (Colorado  State  U. 
Dept.  Physiol.  Biophys,,  Fort  Collins).  Am.    J. 
Dig.    Dis.    16(10):915-919,  1971. 

A  technique  for  oxygenation-perfusion  for  in  vitro 
transport  studies  on  the  intestines  of  large 
animals  which  provides  for  thorough  mixing  and 
controlled  rate  of  flow,  and  assures  viability 
of  the  tissue  for  a  reasonable  experimental  time 
is  presented.   The  apparatus  provides  for  separate 
systems  bathing  the  inner  (mucosal)  and  outer 
(serosal)  surfaces  of  the  tissue  with  Krebs-Ringer 
solution,  with  the  oxygenation  and  flow  rate  of 
each  bathing  solution  being  controlled.  Whereas 
the  circulation  rate  of  the  mucosal  solution  is 
controlled  by  a  peristaltic  pump,  the  serosal 
solution  can  be  circulated  by  another  pump  or 
constantly  mixed  by  gas  pressure.  The  technique 
was  successful  in  quantitating  the  net  directional 
transport  of  electrolytes  and  water  across  the 
intestinal  wall  of  normal  versus  diarrheic  neonatal 
calves.   Microscopic  examination  of  33  intestinal 
segments  at  the  end  of  75  min  of  experimentation 
revealed  no  visible  damage  or  alteration  of  the 
epithelial  cells  or  their  microvilli,  nor  any 
derangement  of  the  lamina  propria  or  submucosal 
layers. 

9201      INTRAHEPATIC  PRESSURE  MEASUREMENT: 

SOME  PITFALLS.   (E.)   P€tursson,  M.  K. , 
J.  Wenger  (Atlanta  VA  Hosp.,  Ga.),  M.  S.  Landy, 
I.  S.  Crawley  and  J.  Lindsay.  Saand.   J.    Gastro- 
enterol.  6(8):7'*5-750,  1971. 
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Intrahepatic  and  wedged  hepatic  venous  pressures 
were  measured  simultaneously  and  sequentially  in 
2  groups  of  It  patients  with  liver  disease. 
When  the  2  procedures  were  done  simultaneously, 
the  difference  between  intrahepatic  and  wedged 
hepatic  venous  pressure  was  3  mm  tig  or  less  in  9 
of  11  patients,  the  average  difference  being  0.55 
mm  Hg.   When  the  2  measurements  were  made 
sequentially,  the  intrahepatic  pressure  was  on 
the  average  6.82  mm  Hg  lower  than  the  wedged 
hepatic  venous  pressure.   Aside  from  postoperative 
pain  at  the  entry  site,  no  complications  occurred 
from  the  percutaneous  liver  puncture.   Intra- 
hepatic pressure  did  not  prove  to  be  a  reliable 
method  of  estimating  portal  pressure  in  these 
patients. 


9202      MODIFICATION  OF  THE  THREE-CHANNEL, 
DOUBLE  BALLOON  SOUND  FOR  SECURING 
SAMPLES  OF  HEPATIC  AND  PANCREATIC  SECRETIONS, 
PERMITTING  SIMULTANEOUS  STUDIES  OF  INTESTINAL 
RESORPTION  AND  ENTEROHEPAT I C  CIRCULATION.   (Ger.) 
Klapdor,  R.  (U.  Hamburg  1st  Med.  Clin.,  Germany) 
and  H.  Bartel heimer.  Klin.    Woahensahr.    ^9(21): 
1186-1187,  1971. 

A  modification  of  the  conventional  Bartel he imer , 
3-channel ,  double-balloon  sound  permits  both 
balloons  to  be  inflated  simultaneously,  through 
a  single  channel.   A  second  channel  opens  between 
the  balloons,  as  previously,  while  a  third  opens 
5  cm  behind  tlie  lower  balloon.   After  removing 
the  amount  of  siphoned  duodenal  content  which  is 
required  for  a  particular  study,  it  is  possible 
to  return  the  remainder  to  the  small  intestine, 
distal  to  the  second  balloon,  with  subsequent, 
postduodenal ,  rapid  transport  of  the  returned 
material  to  the  lower  jejunum  and  the  ileum.   The 
technique  is  said  to  be  of  value  in  studies  of 
intestinal  resorption,  studies  of  the  effect  on 
hepatic  and  pancreatic  secretions  of  substances 
introduced  postduodenal ly  into  the  small  intestine, 
and  studies  of  such  secretions  with  or  without 
interruption  of  enterohepat i c  circulation. 


9203      INVESTIGATION  OF  MAJOR  SALIVARY  DUCT 

OBSTRUCTION  BY  SEQUENTIAL  SALIVARY 
SCINTIGRAPHY.   REPORT  OF  3  CASES.   (E.)   Schall, 
G.  L.  (U.  California  Med.  Ctr.,  San  Francisco), 
L.  G.  Anderson,  J.  S.  Buchignani  and  R.  0.  \tolf. 
Am,    J.    Roentgenol.    Radium  Thev.    Nual.    tied.    113  ('4): 
655-659,  1971. 

While  all  3  cases  showed  obstruction  of  Stensen's 
duct,  only  1  had  evidence  of  Sjogren's  syndrome, 
one  had  rheumatoid  arthritis  and  xerostomia,  but 
no  histologic  or  functional  abnormalities  asso- 
ciated with  Sjogren's  syndrome,  and  the  third 
had  no  evidence  of  xerostomia  or  Sjogren's  syn- 
drome, but  gave  a  history  compatible  with  right 
parotid  obstruction.   In  all  3  cases  sequential 
salivary  scintigraphy  confirmed  the  findings  of 
the  sialogram,  the  latter  technique  having 
Inherently  greater  resolution.   However,  in 


certain  instances  where  the  use  of  contrast 
sialography  is  contra-indicated,  as  in  patients 
with  a  history  of  hypersensitivity  to  contrast 
material  or  those  with  suppurative  or  other 
acute  parotidites,  sequential  scintigraphy  may 
prove  satisfactory  in  providing  a  gross  estimation 
of  duct  patency. 


920'f      SEPHADEX  ADSORPTION  OF  BILIRUBIN  FROM 

NEONATAL  AND  ADULT  SERUM.   (E.) 
Kapitulnil<,  J.  (Hebrew  U.-Hadassah  Med.  Sch., 
Jerusalem),  S.  H.  Blondheim  and  N.  A.  Kaufmann. 
Clin.    Chem.    18  (l ) : '*3-'47,  1972. 
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9205      A  FEASIBILITY  STUDY  OF  SPLENOHEPATOGRAPHY 

WITH  TANTALUM  METAL  AND  TANTALUM 
PENTOXIDE.   (E.)   Gianturco,  C.  (U.  Illinois 
Dept.  Physiol.  Biophys.,  Urbana),  B.  Ruskin,  F.  R. 
Steggerda  and  T.  Tal<euchi.  Radiology    102(1); 
195-196,  1972. 

The  effectiveness  of  tantalum  metal  and  tantalum 
pentoxide  as  contrast  media  for  splenohepatography 
was  evaluated  in  dogs  and  rabbits.   Dextrin- 
tantalum  suspension  was  injected  i.v.  to  give 
1.5  q  of  metallic  tantalum  per  l<g  body  weight. 
The  i.v.  injection  of  metallic  tantalum  powder 
in  this  manner  was  capable  of  demonstrating  the 
liver  and  spleen,  but  was  determined  to  be  too 
dangerous  for  clinical  or  experimental  use. 
Suspensions  of  tantalum  pentoxide  in  distilled 
water  and  dextrin  were  injected  i.v.  to  give  1.5 
g  of  Ta205/kg  body  weight.   Excellent  spleno- 
hepatograms  were  obtained.   All  dogs  remained  in 
excellent  health  until  sacrifice  5  months  after 
injection.   Using  an  ultrafine  Ta205  powder 
(about  0.1  y  particle  size)  did  not  prevent  the 
formation  of  the  hepatic  and  renal  emboli  which 
were  observed  in  these  animals. 
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AUTOMATED  PROCEDURE  FOR  DETERMINATION 
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Cooper,  J.  D.  H.  (Coventry  Warwickshire  Hosp., 
Coventry,  England).  Clin.    Chem.    1 7  (1 2) : 11 80-1182  , 
1971. 

The  Bruchner  method,  with  an  additional  stabiliza- 
tion with  formamide  and  cyanide,  for  serum 
bilirubin  analysis  was  adapted  for  use  on  the 
autoanalyzer.   The  effects  of  hemoglobin  and 
lipemia  were  investigated  for  possible  inter- 
ference.  The  mean  of  50  sera  by  the  Bruchner 
method  was  1.95  mg  total  bilirubin  per  100  ml; 
the  mean  for  the  autoanalyzer  was  1.99  mg  per  100 
ml.   Correction  could  be  made  for  the  addition 
of  as  much  as  500  mg  of  hemoglobin  per  100  ml  and 
determinations  of  blanks,  total,  and  unconjugated 
bilirubin  in  sera  could  be  determined  by  the 
automatic  method.   Lipemic  sera  could  not  be 
cleared  completely  and  blank  determinations  must 
be  made.   This  method  has  been  used  satisfactorily 
by  the  author's  laboratory  for  longer  than  6 
months.   Within  batch  precision  was  found  to  give 
a  standard  deviation  (SD)  of  0.13  mg%  for  total 
bilirubin  and  a  SD  of  0.10  mg^  for  conjugated 
bilirubin.   The  between  batch  precision  had  a  SD 
of  0.l8  mg^  for  total  bilirubin  and  a  SD  of  0.12 
mg°^. 


9207      DUODENOSCOPY:   METHODS  AND  FINDINGS. 

(E.)   Classen,  M.  (U.  Erlangen-Nuremberg 
Dept.  Med.,  Germany),  H.  Koch  and  L.  Demling. 
Gastvointest.    Endoso.    18(2): 78-80,  1971. 

Balboscopy,  as  a  component  of  the  combined  endo- 
scopic examination  of  the  esophagus,  stomach, 
and  upper  duodenum  has  been  carried  out  601  times 
in  '(92  patients.   Indications  for  the  procedure 
were  in  emergency  endoscopy  for  upper  digestive 
tract  bleeding,  in  cases  of  radiologi cal ly  detected 
change  in  any  of  the  above  3  organs,  and  in  cases 
of  retrosternal  and  epigastric  complaints  without 
radiological  findings.   In  18  of  h]    emergency 
endoscopic  examinations  using  the  combined  method 
of  esophagogastro-bulboscopy ,  the  source  of 
hemorrhage  was  discovered  only  after  bulboscopy. 
In  7  cases  the  source  of  hemorrhage  could  not  be 
detected.   Thirty-eight  of  11^4  duodenal  ulcers 
were  detected  only  with  endoscopy.   Simultaneously 
occurring  lesions  were  diagnosed  definitely  by 
endoscopy  and,  in  this  series,  occurred  in  M.kX 
of  the  patients.   Side  viewing  systems  with 
selective  contrast  medium  instillation  into  the 
biliary  duct  system  is  superior  to  conventional 
radiologic  methods.   Techniques  are  described 
for  visualization  of  the  ampulla  of  Vater  and  a 
901  success  rate  is  described  for  cannulation  and 
demonstration  of  abnormalities  in  the  pancreas 
and  biliary  tract.   Retrograde  cholangiography 
offers  the  most  difficulties. 


9208      COLOR  TELEVISION  GASTROSCOPY:   A 

CRITICAL  ANALYSIS.   (E.)   Rider,  J.  A. 
(Franklin  Hosp.,  San  Francisco,  Calif.),  E.  J. 
Puletti,  R.  D.  Rider  and  P.  N.  Colombini. 
Gastvointest.    Endoso.    l8(2):66-68,  1971. 


The  use  of  color  television  to  produce  endoscopic 
images  approaches  the  ideal  for  projecting  these 
images.   Closed  circuit  color  television  of  the 
stomach  is  dependent  on  a  safe,  flexible  fiber- 
endoscope  containing  a  fiberoptic  light  conduction 
bundle  which  supplies  sufficient  internal  illumina- 
tion and  an  increased  sensitivity  of  the  color 
camera.  The  entire  unit,  which  costs  $70,000, 
is  described  in  detail  and  can  be  operated  by 
the  endoscopist  and  a  technician.   The  endoscopic 
exam  can  be  shortened  because  teaching  and  con- 
sultation can  occur  at  a  later  time  or  unlimited 
viewers  may  observe  the  initial  exam.   The  patient 
is  also  spared  open  discussion  of  the  findings 
at  the  time  of  the  exam.   Disadvantages  include 
the  time  delay  between  taking  the  film  and 
developing  it  and  the  possibility  of  film  of  poor 
quality.   Adequate  mobility  is  provided  to  the 
endoscopist,  who  is  not  as  hampered  as  in 
ordinary  clinical  examinations. 


9209      ROUTINE  DETERMINATIONS  OF  SERUM 

PEPSINOGENS.   (E.)   Lombarts,  A.  J.  P.  F, 
(St.  Canisius  Hosp.,  Nijmegen,  Netherlands)  and 
H.  J.  Peters.  Clin.    Chim.' Acta   36(0:195-200, 
1972. 

This  method  of  serum  pepsinogen  determination 
uses  the  serum  proteins  themselves  as  substrates 
and  follows  a  modification  of  the  method  of  Uete. 
Values  are  expressed  as  amount  of  tyrosine-1 ike 
products  released  under  standard  conditions.   The 
results  provide  at  least  as  much  and  as  reliable 
information  as  the  presently  used  methods  of 
determining  free  and  total  acids  after  pentagastrin 
stimulation.   Advantages  of  the  serum  pepsinogen 
assay  include  results  that  are  more  reproducible 
and  Independent  of  patient  variables;  less  un- 
pleasant for  the  patient,  and  much  less  time 
consuming.   Best  results  were  obtained  in  serum 
of  pH  2.0  and  electrophoret i cal ly  distinct  pH- 
dependent  human  pepsinogens  could  not  be  demon- 
strated.  The  average  pepsinogen  content  in  l6 
duodenal  ulcer  patients  was  considerably  higher 
when  compared  with  28  normal  patients,  whereas 
in  9  pernicious  anemia  and  achylia  gastrica 
patients  the  average  was  lower.   Overlaps  did 
occur  but  were  not  worse  than  those  seen  in 
gastric  acid  analyses  and  provided  the  same 
amount  of  information. 


9210      ABDOMINAL  AND  RETROPERITONEAL  SONOGRAPHY. 

(E.)   Templeton,  A.  W.  (U.  Kansas  Med. 
Ctr.,  Kansas  City)  and  J.  L.  Stuber.  Am.    J. 
Roentgenol.    Radium  Ther.    Nual.    Med.    lUC*): 
7'4l-7't8,  1971. 

Sonography  which  utilizes  ultrasound  with  fre- 
quencies of  2-10  million  cycles/sec,  has  been 
used  in  the  diagnosis  of  various  intraabdominal 
and  retroperitoneal  problems.   Over  250  sonographies 
were  performed  over  a  period  of  9  months  and 
proved  to  be  complementary  to  many  of  the 
established  isotope  and  roentgenographi c 
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examinations.   Sonography  utilizes  a  wave  generated 
by  a  lead  zirconate  crystal  with  piezoelectric 
properties  and  measures  change  in  ultrasound 
wave  velocity  at  a  tissue  interface  that  is 
recorded  on  a  storage  oscilloscope.   Sonography 
has  become  useful  for  evaluating  renal  masses, 
for  differentiating  multicystic  kidney  disease, 
hydronephrosis,  transplant  rejections,  clot-filled 
aneurysms,  mapping  the  extent  of  lymph  node  in- 
volvement in  Hodgkin's  disease  and  in  obscure 
cholelithiasis.   This  series  found  evaluation  of 
the  liver  by  sonography  to  be  relatively  non- 
rewarding  but  found  sonography  to  be  the  procedure 
of  choice  in  evaluating  the  pancreas.   Various 
image  patterns  that  characterize  the  disease  are 
presented.   No  adverse  effects  have  been  identified 
at  the  energy  levels  used  in  diagnosis  and  sono- 
graphy has  the  advantage  of  no  radiation  effects. 


9211      A  SURGICAL  PROCEDURE  FOR  DETERMINING 

THE  BOUNDARIES  OF  THE  GASTRIC  ANTRUM  BY 
MEASURING  INTRAGASTRIC  pH.   (Sp.)   Naveiro,  J.  J. 
(Jose  Maria  Ramos  Mejia  Municipal  Hosp.,  Buenos 
Aires,  Argentina),  P.  S.  Briones,  L.  J.  Barsdorf, 
C.  A.  Linares  and  C.  J.  Morel.  Aota  Gastroenterol. 
Lot.   Am.    2(3) :  1^3-1 'jS,  1970. 

When  a  hollow  acrylic  tube  containing  a  pH 
electrode  was  introduced  into  the  stomachs  of 
dogs,  following  a  2-cm  gastrotomy  performed  on 
the  anterior  surface,  no  significant  differences 
were  found  in  non-medicated  animals,  as  between 
the  pH  of  the  antrum  and  that  of  the  fundus. 
When  pH  was  measured  15-20  min  after  stimulation 
of  gastric  secretion  by  histamine  HCl  (0.25  mg/kg, 
s.c),  administered  30  min  after  N-dimethyl- 
aminoethyl-N-p-chlorobenzyl-a-aminopyridine  HCl 
(20  mg) ,  the  alkaline  mucosa  of  the  antrum  was 
clearly  delineated  from  the  acid  mucosa  of  the 
fundus,  as  confirmed  by  postmortem  histologic 
studies. 


9212      CATHETERIZATION  OF  THE  AMPULLA  OF  VATER 

DURING  ENDOSCOPIC  EXAMINATION  OF  THE 
DUODENUM.   (Fr.)   Jeanpierre,  R.  (Res.  Group  Dig. 
Nutr.  Physiopathol . ,  Nancy,  France),  J.  Laurent, 
M,  Bas,  J.  Fays,  R.  Dornier,  M.  Bigard,  F.  Vicari, 
P.  Gaucher,  F.  Heully  and  M.  Merle.  Arah.    Fr. 
Mat.   App.    Dig.    60  (lO-l  1 ):  525-53'*,  1971. 

A  technique  for  catheter i z i ng  the  ampulla  of 
Vater  under  general  anesthesia  or  neuroleptic- 
induced  analgesia  is  described  in  detail.   The 
procedure  permits  retrograde  opacification  of 
Wirsung's  canal  and  the  common  bile  duct  without 
surgery.   A  special  f ibroduodenoscope  is  required, 
which  is  also  described  in  detail.   With  experience, 
the  technique  is  successful  in  901  of  the  cases 
in  which  it  is  attempted. 


Repeat  secretin  tests  were  performed  on  the  same 
patient  using  the  same  (Boots)  or  different 
(Boots  and  GIH)  brands  of  secretin.   Using  Boots' 
secretin  only,  in  6  of  20  patients  subnormal 
bicarbonate  response  in  the  first  test  became 
normal  in  the  second  test;  in  2  patients  the 
opposite  occurred.   Although  there  was  evidence 
of  pancreatic  disease  in  6  patients,  not  one  had 
evidence  of  chronic  pancreatitis,  the  diagnosis 
usually  indicated  by  subnormal  bicarbonate  con- 
centration.  A  subnormal  volume  was  seen  in  7 
subjects  in  the  first  test  that  became  normal  in 
the  second;  2  had  chronic  pancreatitis  and  5  were 
normal.   GIH  secretion  caused  a  greater  volume 
of  pancreatic  secretion,  but  not  necessarily  a 
higher  bicarbonate  concentration.   The  lower 
values  accepted  as  normal  must  be  reduced; 
whereas,  a  minimal  value  of  2  ml/kg  is  acceptable 
after  GIH  secretion,  a  volume  of  1.5  ml/kg  is 
satisfactory  after  Soots'  secretion.   Maximal 
bicarbonate  concentrations  as  low  as  70  mEq/1 
may  be  observed  in  healthy  patients  in  response 
to  either  brand.   The  test  should  be  repeated  in 
borderline  cases,  using  h   U/kg  of  Boots'  or  0.9 
U/kg  of  GIH  secretin. 


921^4      DETERMINATION  OF  SMA-MARK  xl,2  SET 

POINTS  FOR  BILIRUBIN  BY  STANDARD 
ADDITION  TECHNIQUE.   (E.)   Laessig,  R.  H.  (U. 
Wisconsin  State  Lab.  Hyg.,  Madison),  T.  H. 
Schwartz  and  T.  A.  Paskey.  Clin.    Chem.    l8(l): 
'*8-51,  1972. 

A  technique  based  on  the  standard  addition  method 
is  described  for  calibration  of  the  bilirubin 
channel  on  the  SMA  and  Mark  X  analytical  systems. 
The  current  technique  provides  any  laboratory  a 
means  of  checking  the  validity  of  set  point  for 
bilirubin  for  those  who  cannot  rely  on  an  elaborate 
set  of  10  or  12  reference  quality  procedures. 
It  provides  an  automatic  check  on  linearity  of 
instrumental  response.   The  use  of  a  set  of 
standards  to  plot  a  line  with  subsequent  deter- 
mination of  set-point  from  the  least-squares 
slope  rather  than  from  a  single  point  tends  to 
minimize  the  errors  owing  to  the  precision  limita- 
tions of  instruments  and  laboratory  techniques. 
Its  direct  applicability  to  the  nonenzymatic 
systems  may  be  presumed. 


9215      A  COMPARISON  BETWEEN  PHENOL  RED  AND 

^kr  EDTA  AS  REFERENCE  SUBSTANCES  IN 
RATS  BY  A  TEST  MEAL  TECHNIQUE.   (E.)   Kr i stof fersen , 
J.  (Vet.  Coll.  Norway,  Oslo)  and  P.  Lokken. 
Aata  Pharmacol.    Toxicol.    (Kbh.)    30(1-2) -97-103 
1971. 


'^n 


9213      PRESENT  STATUS  OF  THE  SECRETIN  TEST. 

(E.)   Jacobs,  W.  H.  (Menorah  Med.  Ctr.  , 
Kansas  City,  Mo.),  T,  Chaudhuri  and  L.  I. 
Pickering,  Mo.   Med.    69(l):33-35,  1972. 


9216      TECHNIQUE  OF  TRANSANAL  SMALL  BOWEL 

BIOPSY.   (Ger.)   Siebner,  H.  (Marien 
Hosp.,  Hamburg,  Germany)  and  H.  P.  Missmahl. 
Dtsch.   Med.    Woohenschr.    96  (36) :  1 '*50,  1971. 
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9217      THE  DIFFERENTIAL  DIAGNOSIS  OF  GASTRO- 
INTESTINAL HEMORRHAGES.   A  CASE  REPORT. 
(Ger.)   Gregori ,  P.  (Dlst.  Hosp.,  Schleiz,  Germany) 
Dtsah.   Gesundheitsv.    26(37) :  1729-1730,  1971. 


9227      FURTHER  OBSERVATION  ON  131|  rqSE  BENGAL 

CLEARANCE  IN  GILBERT'S  DISEASE.   (E.) 
Lull,  R.  J.  (William  Beaumont  Gen.  Hosp.,  El  Paso, 
Tex.).  J.   Nual.   Med.    12 (8) : 578-579 ,  1971. 


9218 


Se^5  SELENOMETHIONINE  IN  SCINTISCANNING 
OF  THYROID  AND  HEPATIC  LESIONS.   (Sp.) 
Maisterrena,  J.  A.  (Natl.  Inst.  Nutr.,  Mexico 
City,  Mexico),  E.  Tovar,  A.  Cervantes  and  C. 
Tello.  Rev.    Biol.   Med.    Nual.    3(l):l8-2'4,  1971. 


9228      DIAGNOSIS  OF  HUMAN  DIGESTIVE  SYSTEM 

CANCER  BY  RADIOIMMUNOASSAY  OF  CARCI NO- 
EMBRYONIC  ANTIGEN.   (E.)   Thomson,  D.  M.  P. 
(Montreal  Gen.  Hosp.,  Quebec,  Canada).  Ann.    R. 
Coll.   Physicians.   Surg.    Can.    4 (3) :  1  81 -190,  1971. 


9219      REPORT  ON  THE  RESULTS  OF  COMPLEX 

RADIOLOGIC  DIAGNOSIS  OF  THE  PERITONEAL 
AND  EXTRAPERITONEAL  SPACE  IN  THE  UPPER  ABDOMEN 
(CONVENTIONAL  X-RAY,  ANGIOGRAPHY  AND  ISOTOPE 
STUDIES).   (Ger.)   Munster,  W.  and  D.  Lucas. 
Radiol.    Diagn.    (Bevl.)    1 2 (2) : iSl-l 87  ,  1971. 


9220      TRIGLYCERIDE  TEST  OF  HEPATIC  FUNCTION. 

(Pol.)   Krygier,  T.  (CMKP  Clin.  Gastro- 
enterol. Metabol . ,  Warsaw,  Poland).  Pol.    Tyg. 
Lek.    26(35):13')9-1351,  1971. 


922 


P. 


I      CHOLANGIOGRAPHY  BY  EXTRAPERITONEAL 

PUNCTURE  OF  THE  LIVER.   (Fr.)   Grelet, 
Bordeaux  Med.    '4(7-8)  :2l69-21  70,  1971. 


9229 

(Ger.) 
1970. 


FIBERSCOPY  UNDER  RADIOSCOPIC  AND 
INTRAGASTRIC  INJECTION  OF  UROGRAPHIN. 
Marner,  I.  L.  Fortsohr.    Endosk.    2:193-199, 


9230 


THE  RADIOLOGY  CORNER.   GASTROINTESTINAL 
RHABDOMYOSARCOMA.   (E.)   Marshak,  R.  H. 
(Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.),  M.  Ruoff 
and  A.  E.  Lindner.  Am.    J.    Gastroenterol.    56(6): 
555-558,  1971. 


9231      NOMOGRAMS  FOR  DETERMINATION  OF  ACID 

CONCENTRATION  AND  QUANTITY  OF  ACID  IN 
GASTRIC  JUICE.   (Ger.)   Kahl,  H.  (Reg.  Hosp., 
Magdeburg,  Germany),  H.  J.  Lorenz  and  W. 
Forschner.   Z.  Gesamte  Inn.    Med.    26  (l  ^4)  :'»59-'462, 
1971. 


9222      GASTROSCOPIC  CINEMATOGRAPHY  BY  MODIFIED 

FIBERGASTROSCOPE.   (Hun.)   Wittman,  I. 
and  I.  Bereti.  Orv.    Tech.    3{l):hl-h%,    1971. 


9223 


SUBTRACTION  SIALOGRAPHY:   AN  IMPROVED 
AND  SIMPLIFIED  TECHNIQUE.   (E.) 

Buchignani,  J.  S.  (NIH,  Bethesda,  Md.)  and  P.  M. 

Shimkin.  Oral  Surg.    31 (6) :828-830 ,  1971. 


922^4      LIVER,  PANCREAS  AND  PARATHYROID  SCINTI- 
SCANS FOLLOWING  ^^Se  METHIONINE  UPTAKE 
IN  ENTEROCYTOPLASTY.   (It.)   Alberti,  C.  (U. 
Parma  1st  Inst.  Gen.  Clin.  Surg.,  Italy),  G. 
Ugolotti  and  S.  Morosini.  Minerva  Chir.    26(l8): 
102*4-1028,  1971. 


9225      THE  CONTRIBUTION  OF  SELECTIVE  ARTERIO- 
GRAPHY IN  THE  DIAGNOSIS  OF  LESIONS  OF 
•THE  DIGESTIVE  TRACT  OF  SURGICAL  INTEREST.   (It.) 
Colombo,  P.  (U.  Pavia  Inst.  Gen.  Clin.  Surg.,^ 
Italy),  P.  Borri  and  R.  Rodolico.  Minerva  Chir. 
26(10) :562-570,  1971. 


9232      TECHNIC  OF  FRACTIONAL  ACIDIMETRIC  STUDY 

OF  THE  GASTRIC  JUICE  WITH  MAXIMAL 
STIMULATION  AND  CONTINUOUS  ASPIRATION  IN  OUT- 
PATIENT PRACTICE.   (Ger.)   Stielow,  W.  (Dist. 
Polyclin.,  Gadebusch,  Germany)  and  R.  Thimm. 
Z.  Aerztl.    Fovthild.    65  (1 3)  :665-667  ,  1971. 


9233      GALACTOSE  METABOLISM  AND  THE  GALACTOSE 

TOLERANCE  TEST  OF  HEPATIC  FUNCTION. 
(Dut.)   De  Vos,  M.  (Natl.  U.  Acad.  Hosp.,  Ghent, 
Belgium)  and  L.  Demeulenaere.  Tijdschr.    Geneeskd. 
27(19):967-971,  1971. 


923*4      BLOOD  PANCREATIC  ENZYMES  IN  THE  BLOOD 
OF  PATIENTS  WITH  SOME  DISEASES  OF  THE 
ALIMENTARY  TRACT  AND  ITS  VARIATIONS  DURING  UHF 
TREATMENT.   (Rus.)   Korepanov,  A.  M.  Ter.    Arkh. 
i43(6):'45-'48,  1971. 


9235      COMPLEX  ASSESSMENT  OF  ENTEROBIOPSY 

DATA  IN  THE  DIAGNOSIS  OF  CHRONIC 
ENTEROCOLITIS.   (Rus.)   Fedotova,  0.  I.  Ter. 
Arkh.    '43(6):'4l-'4i4,  1971. 


9236 


9226      A  METHOD  USING  A  DIGITAL  COMPUTER  FOR 

REDUCING  RESPIRATORY  ARTIFACT  ON  LIVER 
SCANS  MADE  WITH  A  CAMERA.   (E.)   Oppenheim,  B.  E. 
(U.  Chicago,  111.).  J.    Nucl.    Med.    1 2 (9) :625-628 , 
1971. 

See  also  numbers:   92^40,  9302,  9313,  9338,  93^43,  937^  9^455,  9559,  9605,  9607,  9639,  9656,  9663,  9670, 
9674,  9695,  9733,  9869 


LIVER  SIGNS  IN  HYPERTHYROIDISM  (REPORT 
OF  19  CASES).   (Fr.)   Bourel ,  M. 

(INSERM,  Rennes,  France),  B.  Ferrand  and  N.  Murie. 

Sem.    Hop.    Paris   ^47  (28) :  I86O-I  872  ,  1971. 
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9237      MANNOMETRIC  STUDIES  IN  CHILDREN,  BEFORE 

AND  AFTER  OPERATION  FOR  HIATAL  HERNIA. 
(Ger.)   Willich,  E.  (Univ.  Pediatr.  Clin., 
Heidelberg,  Germany).   Z,  Kinderohir .    10(3/'^): 
333-3^'*,  1971. 

As  compared  to  28  normal  infants,  aged  5  days  to 
7  months,  kd   children  (aged  3  weeks  to  11  yr) 
with  fixed  or  sliding  hiatal  hernia  (with  or 
without  fixation  of  the  lower  esophagus  in  the 
thorax)  showed  a  significantly  decreased,  mean 
pressure  reading  in  the  distal  portion  of  the 
esophagus.   No  significant  difference  was  found 
in  the  mean  pressure  reading  obtained  for  3^* 
children  (age  3  months  to  15  yr) ,  after  surgical 
correction  of  similar  hiatal  hernias.   Among  }k 
children,  for  whom  such  studies  were  made  both 
pre-  and  postoperatively,  there  was  no  significant 
difference  between  the  mean  values  obtained.   It 
is  concluded  that  the  "pressure  barrier"  in  the 
terminal  esophagus  may  facilitate  closure  but 
does  not  prevent  gastroesophageal  reflux  of  itself. 


9238      SYNCOPE  INDUCED  BY  DYSPHAGIA.   CORRECTION 
BY  ESOPHAGEAL  DILATATION.   (E.)   Tolman, 
G.  (U.  Utah  Med.  Ctr.,  Salt  Lake  City)  and 

Am.    J.    Dig.    Dis.    16 (l 1 ): 1 026-1 031 , 


K. 

W.  D.  Ashworth. 

1971. 


A  case  of  esophageal  stricture  in  association 
with  cardiac  syncope  and  its  reversibility  with 
esophageal  dilation  is  reported.   A  vagal  reflex 
mechanism  of  syncope  in  this  'tS-yr-old  male 
patient  was  strongly  suggested  since  bradycardia 
and  syncope  occurred  instantly  and  consistently 
after  food  stuck  in  the  esophagus.   The  efferent 
pathway  was  probably  the  vagus  nerve  as  well, 
since  bradycardia  followed  dysphagia,  the  symptoms 
were  reproduced  by  carotid  message  and  both  were 
inhibited  by  atropine.   The  patient  never  dennon- 
strated  complete  heart  block.   The  rarity  of 
similar  reports  in  view  of  the  number  of  patients 
with  esophageal  stricture  indicate  a  probable 
abnormal  response  by  this  patient,  the  variable 
being  the  reflex  arc. 


9239      SCLEROSIS  OF  ESOPHAGEAL  VARICES. 

TREATMENT  AND  FOLLOW-UP  OF  66  PATIENTS. 
(Fr.)   Pinel,  J.,  R.  Richard,  T.  Dentan,  J. 
Trotoux  and  L.  Leger  (Cochin  Hosp.,  Paris). 
Presse  Med.    79(^40) :  1739-1  7^*1  ,  1971. 

Esophageal  varices  were  sclerosed  by  multiple 
injections  of  a  5%   solution  of  an  unspecified 
mixture  of  quinine  and  urea  (or  quinine  lactate 
and  urea  lactate)  hydrochlorides,  in  68  hemorrhage- 
prone  patients  in  whom  portacaval  shunt  was 
contrai ndi cated  in  the  presence  of  cavernoma  (6 
of  68)  or  cirrhosis  of  the  liver  (62  of  68). 
Treatment  was  repeated  in  the  presence  of  sub- 
sequent hemorrhaging.   At  the  time  of  report,  2 
patients  had  failed  to  complete  an  initial  course 


of  treatment,  13  had  been  lost 
of  13,  after  survivals  of  more 
were  dead  (15  of  29,  after  surv 
22  were  surviving  after  interva 
2  were  surviving  after  interval 
yr.  Among  the  survivors,  ]h  of 
no  recurrence  of  hemorrhage.  I 
who  completed  an  initial  course 
survived  more  than  1  yr,  in  con 
reported  mortality  rate  (for  ci 
of  60-70^  during  the  first  yr  a 
intestinal  hemorrhage. 


to  follow-up  (7 
than  1  yr) ,  29 
i vals  of  2-6  yr) , 
Is  of  1-5  yr  and 
s  of  less  than  1 

2k   had  experienced 
n  all  ,  ^41  of  66 

of  treatment 
trast  to  a  recently 
rrhotic  patients) 
fter  a  gastro- 


92^40      ESOPHAGEAL  ROENTGENOGRAPHY  USING 

TANTALUM  PASTE.   (E.)   Dodds ,  W.  J. 
(Med.  Coll.  Wisconsin,  Milwaukee),  P.  S.  McGlaughlin, 
H.  I.  Goldberg  and  T.  G.  Dehn.  Radiology    102(1): 
204-206,  1972. 

The  effectiveness  of  tantulum  paste  preparations 
in  esophageal  roentgenography  was  evaluated  in 
10  subjects  with  evidence  of  esophageal  disease 
and  6  with  portal  hypertension  and  esophageal 
varices.   To  demonstrate  mucosal  coating,  spot 
fibers  were  obtained  after  peristalsis  had 
stripped  the  bulk  of  the  contrast  medium  bolus 
into  the  stomach.   Additional  roentgenograms 
were  obtained  after  2  swallows  (8  ml  each)  of 
water.   The  tantulum  paste  preparations  resulted 
in  esophagograms  of  excellent  mucosal  detail  in 
all  16  patients.   The  paste  coated  the  mucosa 
for  10  min  or  longer  and  was  not  readily  washed 
off  by  the  water.   In  the  6  patients  with  portal 
hypertension  the  esophageal  varices  were  shown 
well.   Tantulum  adhered  firmly  to  the  esophageal 
lining,  permitting  prolonged  fluoroscopic  and 
roentgenographic  examination  of  mucosal  detail. 


92'4l      THE  ESOPHAGO-GASTRIC  JUNCTION  AS 

EVALUATED  BY  GASTROSCOPY,  ESOPHAGEAL 
MANOMETRY,  AND  ROENTGENOGRAPHY.   (E.)   Roling, 
G.  T.  (Naval  Hosp.,  Philadelphia,  Pa.),  E.  L. 
Burke,  D.  0.  Castel 1  and  T.  A.  Egleston.  Gastro- 
intest.    Endoso.    l8(2):63-65,  1971. 

The  esophagogastric  junction  of  27  patients  and 
2  volunteers  was  studied  by  barium  swallow, 
esophageal  manometry,  and  by  the  retroflexed 
gastroscope  and  the  correlation  between  the  3 
procedures  then  analyzed.   There  was  agreement 
between  endoscopic  findings  and  barium  swallow 
in  only  19  of  the  29  patients.  There  was  endo- 
scopic and  manometric  correlation  in  21  of  the 
29  patients.   A  patulous  appearance  of  the 
esophagogastric  junction  as  visualized  by  the 
retroflexed  gastroscope  did  not  correlate  with 
the  presence  of  an  hiatal  hernia;  but  an  esophageal 
sphincter  pressure  less  than  10.5  mm  of  mercury 
correlated  with  positive  gastroscopic  findings. 
A  hiatal  hernia  can  be  present  with  a  competent 
sphincter  or  a  large  hiatal  hernia  pouch  can  be 
mistaken  for  a  competent  sphincter.   Small  sliding 
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hernias  are  best  demonstrated  by  rigorous  examina- 
tion by  a  trained  radiologist  utilizing  the  water 
siphon  test  or  a  bolster  under  the  abdomen. 
Variations  in  barium  swallow  findings  were  noted 
between  residents  and  staff  radiologists. 


32h2  PHARMACOLOGICALLY  ENHANCED  VISUALIZATION 

OF  ESOPHAGEAL  VARICES  BY  PRO-BANTHI NE. 
A  PRELIMINARY  REPORT.   (E.)   Dalinka,  M.  K. 
(Harvard  Med.  Sch.,  Boston,  Mass.),  E.  H.  Smith, 
R.  D.  Wolfe,  D.  Goldenberg  and  D.  E.  Langdon. 
Radiology    102  (2) :28l-282  ,  1972. 

Subjects  consisted  of  17  patients  with  clinical 
histories  suggestive  of  esophageal  varices  with 
negative  or  equivocal  findings  on  conventional 
barium  esophagrams.   After  the  conventional  study 
they  received  30  mg  of  propantheline  bromide 
either  i.m.  or  i.v.,  with  cessation  of  esophageal 
motility  usually  within  1-2  min.  after  which  a 
thick  barium  mixture  was  administered  followed 
by  multiple  spot-films  in  both  supine  oblique 
projections.   By  this  method,  unequivocal  esophageal 
varices  were  demonstrated  i n  9  of  the  17.   Three 
of  the  positive  cases  were  confirmed  by  esophago- 
scopy  and  2  patients  underwent  shunting  procedures 
after  confirmation  by  arterial  portography.   One 
negative  study  was  confirmed  by  esophagoscopy . 
No  further  procedures  were  performed  in  the 
remaining  patients.   Nothing  further  was  added 
by  having  the  patients  perform  the  MUller  or 
Valsalva  maneuvers. 


9243      TRANSMURAL  POTENTIAL  DIFFERENCE  (PD) 

IN  THE  BODY  OF  THE  ESOPHAGUS  IN  PATIENTS 
WITH  ESOPHAGITIS,  BARRETT'S  EPITHELIUM  AND 
CARCINOMA  OF  THE  ESOPHAGUS.   (E.)   Vidins,  E.  I., 
J.  A.  E.  Fox  and  I.  T.  Beck  (Hotel  Dieu  Hosp., 
Kingston,  Ontario,  Canada).  Am.    J.    Dig.    Dis. 
l6(ll):991-999,  1971. 

Esophageal  motility  and  esophageal  transmural 
potential  difference  (PD)  were  measured  in  normal 
volunteers  (23),  patients  with  proven  (10)  or 
suspected  (6)  esophagitis,  Barrett's  epithelium 
(3)  and  carcinoma  of  the  esophagus  (8)  simul- 
taneously.  Nineteen  normal  subjects  had  an  easily 
recognizable  steady  PD  baseline  and  a  maximum  to 
minimum  difference  of  7  mV  or  less.   Of  the  10 
patients  with  endoscopi cal ly  or  biopsy-proven 
esophagitis,  ^4  had  steady  recognizable  baselines 
and  6  did  not,  but  all  had  PD  voltage  gradients 
of  10  mV  or  more  in  the  body  of  the  esophagus 
which  were  considered  abnormal.   In  the  6  patients 
who  had  only  hyperemia  of  the  lower  esophagus,  1 
had  a  normal  tracing  and  ^4  had  recognizable  base- 
lines, but  had  PD  voltage  gradients  of  8  or  10 
mV  and  were  therefore  almost  normal.   All  PD 
tracings  obtained  on  the  3  patients  with  Barrett's 
epithelium  and  the  8  patients  with  esophageal 
carcinoma  were  abnormal,  the  tracings  of  the 
patients  with  carcinoma  all  showing  deflections 
of  at  least  15  mV.   Although  PD  tracings  cannot 
differentiate  between  esophageal  mucosal  lesions, 


simultaneous  measurements  of  PD  and  esophageal 
motility  appear  to  be  useful  in  detecting 
anatomic  mucosal  disease  in  addition  to  motility 
abnormal i  t ies . 


92'4't      ANASTOMOTIC  LEAKAGE  AFTER  EXCISION  OF 
ESOPHAGEAL  AND  HIGH  GASTRIC  CARCINOMA. 
(E.)   Inberg,  M.  V.  (U.  Turku  Dept.  Surg.,  Fin- 
land), M.  I.  Linna,  T.  M.  Scheinin  and  E.  Vanttinen. 
Am.   J.    Surg.    122('4)  :5'40-5'4'4,  1971. 


32k5  VOMITING,  ABDOMINAL  PAIN  AND  A  LEFT 

PLEURAL  EFFUSION.   (E.)   Aach ,  R. 
(Washington  U.  Sch.  Med.,  St.  Louis,  Mo.)  and  J. 
Kissane'.  Am.    J.   Med.    51  (3) :  383-393  ,  1971. 


92/46      ABDOMINAL  REPAIR  OF  HIATUS  HERNIA, 

(E.)   Kazmers,  U.    (Kelsey  Mem.  Hosp., 
Lakeview,  Mich.).  J.   Abdom.    Surg.    1 3 (5) : 1 1 2-1 15 , 
1971. 


92^47      STRETCH  CLOSURE  OF  THE  TERMINAL 

ESOPHAGUS  AND  ITS  DISORDERS.   (Ger.) 
Stelzner,  F.  (Univ.  Surg.  Clin.,  Hamburg,  Germany). 
Btsah.   Med.    Woahensahr.    96  (37) :  1^55-1  ^460 ,  1971. 


92^48      GIANT  LEIOMYOMA  OF  THE  ESOPHAGUS  AND 

CARDIA  WEIGHING  MORE  THAN  1,000  GRAMS. 
(E.)   Tsuzuki,  T.  (Keio  U.  Sch.  Med.,  Tokyo),  T. 
Kakegawa  and  M.  Arimori  .  Chest   60(^4) -.396-399, 
1971". 


92*49      ESOPHAGOPLASTY.  THE  INVERTED  GASTRIC 

TUBE.   (Sp.)   Mainetti,  J.  M.  (Sch. 
Med.,  La  Plata,  Argentina).  Prensa  Med.    Argent. 
58(11)  :57'4-577,  1971. 


9250      METHOD  OF  ROENTGEN  DEMONSTRATION  OF  H 

TYPE  TRACHEOESOPHAGEAL  FISTULA.   (E.) 

Leonidas,  J.  C.  (Mt.  Sinai  Sch.  Med.,  New  York, 

N.  Y.).  Mt.  Sinai  J.  Med.   38(4) :379-383,  1971. 


9251      ABDOMINAL  OPERATION  FOR  HIATAL  HERNIA. 

(Dan.)   Ingstrup,  H.  (Odense  Hosp., 
Denmark),  E.  Kjaergaard  and  D.  Zdravkovic. 
Nord.   Med.    05 (18) : 556-558,  1971. 


9252      THE  HIATAL  HERNIA  IN  GENERAL  PRACTICE. 

(Dut.)   Van  Der  Does,  E.  Ned.    Tijdschr. 
Geneeskd.    1 15 (31 ):  1  293-1300,  1971. 


9253      CLINICAL  FEATURES.   RADIOLOGIC  DIAGNOSIS 

AND  TREATMENT  OF  CARDIOFUNDAL  MAL- 
POSITIONS IN  CHILDREN.   (it.)   Sernia,  0.  (Maria 
Vittoria  Hosp.,  Turin,  Italy)  and  U.  Widmer. 
Minerva  Pediatr.    23(22) :971-980,  1971. 
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925'*      ESOPHAGEAL  PERFORATION  IN  DISSECTING 

ANEURYSM  OF  THE  AORTA.   (Sp.)   Guido, 
J.  J.  (U.  Buenos  Aires  Sch.  Med.,  Argentina),  0. 
Gennaro,  N.  Nahmod  and  R.  Beretervide.  Medioina 
(B.   Aires)    31  (2):  117-122,  1971. 


9255 


vakia) . 


9256 


ATRESIA  OF  THE  ESOPHAGUS  IN  THE  NEWBORN. 
(SI.)   Skodacek,  G.  (Komarno,  Czechoslo- 
Lek.    O&sor'  20 (5): 293-297,  1971. 


REPEATED  COLONIC  ESOPHAGOPLASTY. 
Zhupan,  V.  F.  and  G.  A.  Kataieva. 
Klin.    Khir.    5l(7):68-70,  1971. 


(Rus.) 


P.  J.  Kuijjer. 
1971. 


9265 


Z,  Kinderahir.    10  (2)  :  1 '47-I62  , 


CICATRICIAL  STENOSIS  OF  THE  ESOPHAGUS 
AS  A  COMPLICATION  OF  PROTRACTED  PRESENCE 

OF  A  FOREIGN  BODY.   (Rus.)   Mitin,  I.  V.  Vestn. 

Otorinolaringol.    33(4):97-98,  1971. 

9266      ESOPHAGOPLASTY  WITH  THE  SMALL  INTESTINE 
USING  THE  FIRST  JEJUNAL  ARTERY.   (Rus.) 
Rusanov,  A.  A.  and  0.  I.  lakovlev.  Vestn.    Khir. 
107(7):7-11,  1971. 


9257      THE  CHARACTER  OF  BIOCHEMICAL  CHANGES 

IN  PATIENTS  OPERATED  UPON  FOR  CICATRICIAL 
STENOSIS  OF  THE  ESOPHAGUS  FOLLOWING  CHEMICAL  BURN. 
(Rus.)   Rogacheva,  V.  S.,  I.  D.  Kolomina,  P.  G. 
Baidala  and  V.  V.  Popova.  Klin.    Khir.    5l(5):5-8, 
1971. 


9258  ANTI-REFLUX  PALLIATIVE  RESECTIONS  FOR 
INOPERABLE  CARCINOMA  OF  THE  ESOPHAGO- 
GASTRIC JUNCTION.  (E.)  Butterfield,  W.  C.  (U. 
Connecticut  Health  Ctr. ,  Hartford).  J.  Thoraa. 
Cardiovasa.    Surg.    62  (3) :  460-46'*,  1971. 


9259      CASE  REPORT  OF  PRIMARY  MALIGNANT  MELANOMA 

OF  ESOPHAGUS.   (jap.)   lizuka,  T. ,  K. 
Hi  rata  and  T.  Mi  torn! .  Nippon  Kyobugeka  Gakkai 
Zasshi    (J.    Jap.   Assoa.    Thoraa.    Surg.)    19(6): 
543-548,  1971. 


9260      EPIDEMIOLOGIC  STUDY  OF  ESOPHAGEAL 

CARCINOMA  IN  IRAN.   (E.)   Mahboubi,  E. 
(U.  Teheran  Sch.  Publ .  Health,  Iran).  Int.    Surg. 
56(2):68-71,  1971. 


9261      PREOPERATIVE  AND  POSTOPERATIVE  INTENSIVE 
CARE  THERAPY  OF  PATIENTS  WITH  ESOPHAGEAL 
ATRESIA.   (Ger.)   Koch,  H.  (U.  Pediatr.  Clin., 
Germany)  and  N.  Schweder.  Arah.    Kinderheilkd. 
Suppl.  63:148-153,  1971. 


9262      OESOPHAGEAL  HIATUS  HERNIAS.   (E.) 

Ellis  Brown,  R.  S.  Br.    J.    Clin.    Praat. 
25(7):311-319,  1971. 


9267      CONGENITAL  DIAPHRAGMATIC  AND  HIATAL 

HERNIAS.   (Fr.)   Guttmann,  F.  M.  (St. 
Justine  Hosp.,  Montreal,  Quebec,  Canada),  P. 
Racette,  A.  Abi  Haidar  and  P.  Collin.  Union 
Med.    Can.    100(7) : 1339-1 345 ,  1971. 


9268      RESECTION  OF  LIMITED  EXTENT  FOR  SQUAMOUS 

CELL  CARCINOMA  OF  THE  ESOPHAGUS: 
REPORT  OF  TWO  CASES.   (it.)   Pizzocaro,  G.  (Natl. 
Tumor  Inst.,  Milan,  Italy).  Timori   56 (6) :353-359, 
1970. 


9269      CONGENITAL  ESOPHAGEAL  STENOSIS  DISTAL 
TO  ESOPHAGEAL  ATRESIA.   (E.)   Mahour, 
G.  H.  (U.  Southern  California  Sch.  Med.,  Los 
Angeles),  P.  W.  Johnston,  J.  L.  Gwinn  and  D.  M. 
Hays.   5wr^erj/  69(6)  : 936-939,  1971. 


9270      ESOPHAGEAL  MANOMETRY  IN  CHILDHOOD. 

INDICATIONS,  RESULTS,  EVALUATION.   (E.) 
Willich,  E.  (Univ.  Pediatr.  Clin.,  Heidelberg, 
Germany).  Radiologe    1 1 (9) :321-327 ,  1971. 


9271      STRANGULATED  PARAESOPHAGEAL  HERNIA  WITH 

GASTRIC  NECROSIS.   (Sp.)   Halabi,  M. 
(Ferroviario  Polyclin.,  Cordoba,  Argentina), 
P.  H.  Dutto  and  A.  Rulli.  Prensa  Med.    Argent. 
58(22):in3-lll6,  1971. 


9272      MANOMETRIC,  PHARMACOLOGIC  AND  RADIOLOGIC 

STUDY  OF  THE  ESOPHAGUS  IN  DOGS  INJECTED 
WITH  Trypanosoma  cruzi .   (Sp.)   Alva  Correa, 
J.  L.  (U.  Buenos  Aires  Sch.  Med.,  Argentina). 
Medioina   (B.   Aires)    31 (4) :301-308,  1971. 


9263      EXFOLIATIVE  CYTOLOGY  OF  THE  ESOPHAGUS. 

(Sp.)   Vilardell,  F.  (Autonomous  U. 
Sch.  Dig.  Pathol.,  Barcelona,  Spain).  Bol.    Patol 
Med.    ll(6):271-276,  1971. 


9264      CONGENITAL  POSTEROLATERAL  DIAPHRAGMATIC 

HERNIA.   (E.)   Vos,  L.  J.  M.  (Univ. 
Hosp.,  Groningen,  Netherlands),  A.  Eijgelaar  and 


9273      CANCER  OF  THE  ESOPHAGUS  IN  THE  NEAR 

EAST.   (E.)   Atiyeh,  M.  N.  (American 
U.  Div.  Gastroenterol.,  Beirut,  Lebanon),  S.  M. 
Uthman  and  M.  H.  Shammaa.  J.    Med.    Liban.    24(3); 

riZ-111 ,  1971. 


9274 


TRANSVERSE  INCISION  AS  A  ROUTE  OF 
APPROACH  TO  THE  CERVICAL  SEGMENT  OF 
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THE  ESOPHAGUS.   (Por.)   Aldrovando,  J.  (Polyclin. 
Rio  de  Janeiro,  Brazil)  and  T.  Franco.  Folha 
Med.    62(5):559-576,  1971. 


Hosp.,  Buenos  Aires,  Argentina),  J.  L.  Masse  and 
F.  C.  Raffa.  Riv.  Chir.  Pediatr.  1 3  (2) : 105-1 1 1 , 
1971. 


9275      THE  INDICATIONS  FOR  PORTACAVAL  SHUNT. 

(Ger.)   Hamelmann,  H.  (Univ.  Surg. 
Clin.,  Marburg/L,  Germany)  and  J.  Nitschke. 
Dtsah.   Med.    Woahensohr,    96(22) :957-959,  1971. 


9282      CHARACTERISTICS  OF  HIATUS  HERNIA  IN 
INFANCY  (FORMS,  INDICATION  FOR,  AND 
METHOD  OF  OPERATION).   (Ger.)   Wurnig,  P. 
(Mautner  Markhof  Pediatr.  Hosp.,  Vienna).  Paediatr. 
Paedol.    6 (2): 188- 199,  1971. 


9276      MALIGNANT  ESOPHAGIC  TUMORS  IN  THE 

ESOPHAGOSCOPIC  PICTURE.   (Cz.) 
Kolomaznik,  L.  (Uherske  Hradiste,  Czechoslovakia) 
Cesk.    Otolaryngol.    20(3) : 125-1 29,  1971. 


9277      HIATAL  HERNIA  AND  INTRACTABLE  BRONCHIAL 
ASTHMA.   (E.)   Klotz,  S.  D.  (303  E.  Par 
Ave,,  Orlando,  Fla.)  and  R.  K.  Moeller.  Ann. 
Allergy   29(6) : 325-328,  1971. 


9278 

(E.) 

111.) 

1971. 


MANAGEMENT  OF  ACHALASIA  BY  TRANSABDOMINAL 
CARDIOMYOTOMY  AND  FUNDOPL I  CAT  I  ON . 
Menguy,  R.  (U.  Chicago  Pritzker  Sch.  Med. 
Surg.    Gyneaol. 


Obstet.    133(2):482-48'», 


9279 


GASTROESOPHAGEAL  PROLAPSE  -  A  FORGOTTEN 
SYNDROME.   (Ger.)   Miller,  G.  (Zuch- 

wilerstr.  '43/6,  Solothurn,  Switzerland).  Sohweiz. 

Med.    Woohensohr.    101  (33) : 1 207-1 21 1  ,  1971. 


9280 


ESOPHAGEAL  STENOSIS  IN  HYPOPHARYNGEAL 
ABSCESS  OF  THE  NEWBORN.   (Ger.)   Willi 
H.  (Saugl ingsheim  U.  Gynecol.  Clin.,  Zurich, 
Switzerland)  and  V.  Fritz  Mikulska.  Sahweiz. 
Med.    Woohensohr.    101  (21)  :78l-78't,  1971. 


9281      CONGENITAL  STENOSIS  OF  THE  ESOPHAGUS. 
(Sp.)   Besuschio,  S.  C.  (Pirovano 


9283      THE  RADIOLOGIC  PICTURE  OF  ESOPHAGUS, 
STOMACH  AND  DUODENUM  AFTER  SELECTIVE 
GASTRIC  VAGOTOMY  AND  PYLOROMYOPLASTY.   (Ger.) 
Sapounov,  S.  (Marien  Hosp.,  Hamburg,  Germany). 
Fortsohr.    Geb.    Roentgenstr.    Nuklearmed.    IISC*): 


928')      SAFEGUARDS  IN  THE  REPAIR  OF  PHARYNGO- 

ESOPHAGEAL  DIVERTICULUM,   (E.) 
Van  De  Water,  J.  M.  (City  of  Hope  Natl.  Med. 
Ctr.,  Duarte,  Calif.).  Surg.    Gyneool.    Obstet. 
133(5) -.851-852,  1971. 


9285 


DIAPHRAGMATIC  HERNIA  OF  MORGAGNI'S 
FORAMEN.   (Pol.)   Jesipowicz,  M.  (Med. 

Acad.  1st  Surg.  Clin.,  Lublin,  Poland),  A. 

Jozwiakowski  and  A.  Sawa.  Pol.   Przegl.    Chir. 

'43(5):707-711,  1971. 


9286      THE  IMPORTANCE  OF  MEDIASTINOSCOPY  IN 

THE  DIAGNOSIS  OF  CANCER  OF  THE  ESOPHAGUS. 
(Rus.)   Durmanova,  N.  G.  Khirurgiia    (Mosk. ) 
i47(8):21-23,  1971. 


9287      MALIGNIZATION  OF  CICATRICIAL  STRICTURE 

OF  THE  ESOPHAGUS  AFTER  CHEMICAL  BURN. 
(Rus.)   Rogacheva,  V.  S.,  P.  G.  Baidila  and  P.  D. 
Fomin.  Khirurgiia    (Mosk.)    '»7(8)  :23-25 ,  1971. 


See  also  number:   9*135 
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9288      GASTRIC  ASPIRATION  AFTER  VAGOTOMY 

COUPLED  WITH  SIMULTANEOUS  PYLOROPLASTY. 
(Pol.)   So/tysiak,  A.  (Med.  Acad.  3rd  Surg.  Clin., 
Lodz,  Poland).  Pol.    Przegl.    Chir.    ifS  (9)  :  1 'tl  3-1 '4l8, 
1971. 

A  total  of  72  patients  underwent  vagotomy  with 
pyloroplasty.   Continuous  gastric  drainage  using 
a  nasogastric  tube  for  3"'*  days  after  surgery 
was  used  in  22  patients;  periodic  drainage  using 
the  tube  twice  daily  during  the  first  2  days 
after  surgery  was  employed  in  33  patients  and  no 
postoperative  drainage  was  employed  in  22  patients. 
The  latter  group  received  liquids  p.o;  8  hr  after 
surgery  (30  ml/hr,  then  60  ml/hr)  as  opposed  to 
the  first  2  groups  which  received  no  liquids  p.o. 
during  several  postoperative  days.   There  were 
ho  complications.   Positioning  of  patients  on  the 
right  side  facilitated  emptying  of  stomach  in 
those  without  gastric  drainage.   Advantages,  dis- 
advantages and  contraindications  of  different 
methods  of  gastric  drainage  are  discussed,  and  it 
is  suggested  that  it  may  be  omitted  if  the 
patients  are  carefully  watched  for  symptoms  of 
gastric  retention. 


9289      GASTRIC  SECRETION  AND  MORPHOLOGY  OF 

GASTRIC  MUCOSA  IN  ACNE  VULGARIS.   (Ger.) 
Orunkenmbl le,  R.  (Univ.  Dermatol.  Clin.,  Halle/ 
Saale,  Germany)  and  U.  Schulz.  Dermatol. 
Monatssahr.    157(9)  :6'*8-652,  1971. 

Results  of  the  maximal  histamine  test  and  biopsy 
of  gastric  mucosa  performed  on  60  young  pts  (19-2 
±  5.5  yr  old)  with  acne  vulgaris  selected  at 
random  were  compared  with  2  control  groups  of  100 
randomly  selected  patients  and  25  age-matched 
patients  with  healthy  skin.   Among  those  with 
acne  normoch lorhydria  was  present  in  70^,  hypo- 
chlorhydria  in  23.3%,  hyperchlorhydria  in  5%   and 
achlorhydria  in  ] .7%;    in  age-matched  controls  in 
k^%,    kk%,    k%   and  k%,    resp.,  in  older  controls  (av. 
age  40.6  ±  10.5  yr)  in  k\%,    k\%,    \0%   and  Z%,    resp. 
In  acne  patients  biopsy  revealed  a  normal  mucosa 
in  66.6%,  moderate  surface  gastritis  in  30%, 
extensive  surface  gastritis  in  1.7%  and  chronic 
atrophic  gastritis  in  1.7%.   Among  age-matched 
controls  in  80%,  12%,  h%   and  k%,    resp.,  and 
among  older  controls  in  k%%,    19%,  22%  and  11%. 
Gastrointestinal  symptoms  (mostly  constipation 
and  fullness)  were  present  in  9/60  patients  (15%). 
Based  on  a  statistical  analysis  of  these  results 
it  is  concluded  that  there  is  no  causal  relation- 
ship between  functional  disturbances  of  the 
gastric  mucosa  and  acne  vulgaris. 


9290      ETIOLOGY  OF  CHRONIC  GASTRITIS.   (Ger.) 

Wolff,  G.  (Robert  Rossle  Clin.,  Berlin) 
and  J.  Lauter.  Dtsah,    Gesundheitsw.    26(l8): 
809-8l'4,  1971. 

Results  of  gastric  biopsies  performed  on  IOO6 
clinic  outpatients  (approx.  33%  of  whom  proved 


to  be  healthy)  and  data  on  disease,  social  status 
and  living  habits  were  correlated  statistically 
using  the  Ridit  analysis,  the  uni-  and  multivariant 
analysis  of  variance  and  the  discrimi nance 
analysis  method.   Significant  correlation  suggestin 
etiologic  Importance  was  found  between  chronic 
gastritis  and  (in  descending  order  of  significance 
by  the  multivariant  analysis  of  variance)  prolonged 
wearing  of  dental  prostheses,  female  sex,  low 
body  weight,  occupation  not  related  to  mental 
work,  a  large  number  of  siblings,  diabetes,  rural 
residence,  premature  death  of  father.   It  is 
concluded  that  many  factors  play  a  role  in  the 
etiology  of  chronic  gastritis,  some  of  them 
being  exogenous,  others  endogenous. 


9291      EFFECTS  OF  ROUTE  OF  ADMINISTRATION  ON 

THE  PRODUCTION  OF  GASTRIC  HEMORRHAGE 
IN  THE  RAT  BY  ASPIRIN  AND  SODIUM  SALICYLATE. 
(E.)   Brodie,  D.  A.  (Merck  Inst.  Ther.  Res., 
West  Point,  Pa.)  and  K.  F.  Hooke .  Am.    J.    Dig. 
Dis.    16(10:985-989,  1971. 

The  effect  of  aspirin  administered  to  food-depri vec 
rats  by  ^4  different  routes  on  gastric  hemorrhage 
was  studied.   When  administered  i.v.,  the  ED50 
was  double  that  of  the  oral  route  (36  and  18 
mg/kg ,  resp).   Administration  of  aspirin  directly 
into  the  small  intestine  produced  an  incidence 
of  hemorrhage  similar  to  that  produced  by  the 
i.v.  route  (34  mg/kg,  ED50)  .  while  aspirin 
injected  into  the  colon  was  as  effective  in  pro- 
ducing gastric  hemorrhage  as  was  oral  administra- 
tion.  Use  of  dye  with  intestinal  injections 
indicated  that  it  was  not  possible  to  give  the 
drug  into  the  duodenum  without  a  significant 
amount  of  regurgitation  of  the  dye  into  the 
stomach.   In  contrast  to  oral  aspirin,  oral 
sodium  salicylate  was  half  as  irritating;  how- 
ever, it  was  not  possible  to  produce  gastric 
irritation  with  sodium  salicylate  by  any  other 
route  of  administration,  even  when  lethal  doses 
were  given. 


9292      MULTIPLE  CARCINOID  TUMORS  OF  THE 

STOMACH  WITH  ENDOSCOPIC  OBSERVATIONS. 
(E.)   Kornfeld,  H.  R. ,  P.  Sherlock  (Mem.  Hosp.  , 
New  York,  N.  Y.)  and  R.  Hertz.  Gastrointest. 
Endosa.    l8(2)  :7'*-77,  1971. 

This  Is  the  92nd  case  of  carcinoid  tumor  of  the 
stomach  that  has  been  reported  since  1923,  the 
third  report  of  gastric  multiple  tumors  and  the 
first  endoscopic  report  of  multiple  gastric 
carcinoid.   The  patient  was  a  59-yr-old  white 
female,  admitted  with  a  history  of  postprandial 
vomiting,  epigastric  pain,  dysphagia,  flushing 
of  the  face  with  telangiectasia  and  a  liver 
enlarged  to  the  umbilicus.   An  upper  Gl  series 
revealed  sessile  and  pedunculated  filling  defects 
along  the  curvatures  from  pylorus  to  cardia. 
Gastroscopy  revealed  at  least  20  pedunculated 
and  sessile  polyps.   A  90%  gastric  resection  was 
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performed,  leaving  the  cardia  in  situ  with  several 
polyps.   A  3-cm  villous  adenoma  was  removed  from 
the  mid-descending  colon  and  several  adenomatous 
polyps  were  removed  from  the  sigmoid.  The  micro- 
scopic study  supported  the  diagnosis  of  carcinoid 
tumor.   Enterochromaf f i n  cells  of  the  foregut  do 
not  take  the  argentaffin  stain  but  react  with  the 
argyrophil  stain.   Young  cells  may  not  stain  at 
all.   Enterochromaf fin  cells  differ  depending  on 
site  of  origin,  in  staining  properties,  ultra- 
structure,  biochemical  properties  and  clinical 
manifestations  according  to  whether  they  secrete 
histamine  (foregut)  or  serotonin  (midgut). 


9293      EFFECTS  OF  TWO  DIFFERENT  DIETS  ON  THE 
GASTRIC  MUCOSA.   IMPLICATIONS  FOR  THE 
DIAGNOSIS  OF  GASTRITIS.   (Sp.)   Vorobioff,  S. 
(Natl.  U.  Rosario  Sch.  Med.,  Argentina),  H. 
Hernandez,  H.  Maturo  and  E.  Roncoroni.  Acta 
Gastroenterol.    Lat.   Am.    2(2): 65-77,  1970. 

Gastric  biopsies  after  12  hr  fasting  were  per- 
formed on  32  patients  on  2  consecutive  days:   the 
first,  after  a  diet  of  eggs  and  milk;  the  second, 
after  a  free  diet  which  included  red  wine  and 
broth  made  from  a  commercial  concentrate.   Al- 
though no  other  significant  differences  were  found, 
the  second  biopsy  showed  changes  which  were 
characteristic  of  superficial  gastritis  in  15% 
of  the  main  portions  of  stomachs  which  had  been 
normal  at  the  time  of  the  first,  and  irritation- 
induced  intensification  of  pathologic  signs  in 
621  of  the  main  portions  and  ^tO^  of  the  antra  in 
which  pathology  had  been  demonstrated  previously. 
In  a  control  group,  which  received  the  eggs  and 
milk  diet  on  both  days,  the  only  change  found  at 
the  time  of  the  second  biopsy  was  the  disappear- 
ance of  signs  of  mild,  superficial  gastritis  in 
5  of  23  patients.   It  is  concluded  that  careful 
control  of  the  diet  for  1  or  2  days  before  a 
gastric  biopsy  is  essential. 


9294      ELECTROCOAGULATION  OF  HEMORRHAGIC 

GASTRITIS.   (E.)   Blackwood,  W.  D.  (VA 
Hosp.,  Minneapolis,  Minn.)  and  S.  E.  Silvis. 
Gastrointest.    Endoso.    l8(2):53-56,  1971. 

The  use  of  electrocoagulation  in  the  treatment 
of  a  55-yr-old  alcoholic  male  with  biopsy-proven 
cirrhosis  is  reported  and  his  treatment  reviewed 
with  current  therapy.   The  patient  was  considered 
a  poor  surgical  risk  and  during  a  5-week  course 
had  received  52  units  of  whole  blood.   Attempts 
to  control  the  bleeding  by  conventional  methods 
were  unsuccessful  and  a  steadily  deteriorating 
state  was  noted.   Electrocoagulation  was  per- 
formed by  inserting  an  electrode  through  a  fiber 
esophago-gast roscope  on  16  abnormal  areas  and 
required  2  hr.   The  patient  expired  12  hr  after 
the  procedure  from  a  sudden  massive  hemorrhage. 
As  a  result  of  this  experience  and  prior  studies 
on  dogs  it  was  felt  that  power  settings  in  this 
case  were  too  low  and  did  not  occlude  the  sub- 
mucosal vessels.   Bleeding  can  be  induced  by 


coagulation  and  was  a  definite  hazard  here.  The 
possibility  of  perforation  and  cardiac  arhythmia 
must  be  considered  and  avoided  by  placing  the 
indifferent  electrode  below  the  diaphragm.   A 
contraindication  for  electrocoagulation  is  a 
trans venous  pacemaker. 


9295      ATROPHIC  GASTRITIS:   ITS  PREDISPOSITION 

TO  HEMORRHAGE  FOLLOWING  VACUUM-TUBE 
GASTRIC  BIOPSY.   (E.)   Limas,  C.  J.  and  V.  M. 
Smith  (Mercy  Hosp.,  Baltimore,  Md.).  Gastrointest, 
Endosc.    18(2): 59-62,  1971. 

During  a  7-yr  period  from  October  I962  to  November 
1969,  '^16  consecutive  gastric  biopsies  were  per- 
formed by  the  authors.  Their  results  were  I78 
patients  ('43^)  with  a  normal  mucosa,  159  (38%) 
with  chronic  superficial  gastritis,  hf    {\\%)    with 
chronic  atrophic  gastritis,  8  (21)  with  diffuse 
hypertrophic  gastritis,  and  2k   patients  {(>%)    with 
miscellaneous  conditions  and  other  types  of 
gastritis.   Significant  hemorrhage  followed 
gastric  biopsy  in  h   patients  {0.3%).      The  case 
histories  of  these  h   patients  are  presented. 
The  authors  surveyed  the  cause  of  bleeding  in  32 
cases  among  9721  patients  reported  elsewhere. 
Conditions  that  predispose  to  hemorrhage  include 
a  bleeding  diathesis  and  chronic  atrophic  gastritis, 
The  thin  mucosa  in  atrophic  gastritis  predisposes 
mucosal  blood  vessels  to  injury  and  deprives  the 
injured  vessels  of  any  tamponade  from  adjacent 
areas.   The  incidence  of  hemorrhage  can  also  be 
reduced  by  meticulous  adherence  to  technique  and 
after  the  biopsy  the  rapid  drinking  of  500  ml  of 
ice  cold  water,  restriction  of  activity  for  1-2 
hr,  recording  of  vital  signs  for  6  hr,  and  a 
gastric  tube  aspiration  to  check  for  the  presence 
of  fresh  blood  at  6  hr  after  biopsy. 


9296      THE  CLINICAL  SPECTRUM  OF  HYPERTROPHIC 

HYPERSECRETORY  GASTROPATHY.   REPORT  OF 
50  PATIENTS.   (E.)   Tan,  D.  T.  D.,  S.  J.  Stempien 
(VA  Hosp.,  Long  Beach,  Calif.)  and  A.  E.  Dagradi. 
Gastrointest.    Endoso.    l8(2):69-73,  1971. 

The  incidence  of  hypertrophic  hypersecretory 
gastropathy  is  more  common  than  generally  believed 
and  may  play  a  significant  role  in  peptic  ulcer 
disease.   The  clinical  records  of  50  patients 
with  the  disease  revealed  epigastric  pain  and 
"cobblestone"  mucosa  in  all;  hi   patients  showed 
a  prominent  rugal  pattern,  32  had  evidence  of 
duodenal  ulcer  disease,  and  7  had  gastric  ulcer. 
The  preponderant  age  of  the  patients  was  between 
ho   and  50  years;  ^8  of  the  patients  were  white 
males.   There  were  no  patients  with  the  Zollinger- 
Ellison  syndrome  in  the  group.  A  significant 
number  of  patients  (3'f?)  noted  nausea  and  vomiting. 
There  were  no  malignancies  in  the  group.   Thera- 
peutic results  were  best  in  patients  who  followed 
an  intensive  program  of  bland  diets,  antacids, 
anticholinergics,  and  sedatives.   Vagotomy  and 
pyloroplasty  should  be  offered  to  patients  who 
do  not  respond  to  therapy.   Antrectomy  with 
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vagotomy  is  justified  in  cases  with  extraordinary 
acid  secretion.   Radiotherapy  may  be  tried  if 
surgery  is  contrai ndicated. 


9297      INFECTIOUS  DIARRHEA  IN  PATIENTS  WITH 

ACHLORHYDRIA.   RESULTS  OF  TREATMENT 
WITH  ANTIBIOTICS.   (Fr.)   Levrat 
Herriot  Hosp. ,  Lyon,  France),  R. 
Moulin.  Arah.    Fr.    Mai.    App.    Dig 
197i. 


M.  (Edouard 
Truchot  and  A. 
60(8-9) :385-392, 


In  1^4  patients  with  achlorhydria ,  massive  bacterial 
infestation  of  the  gastric  juice  was  followed  by 
jejunal  infestation  and  chronic,  severe  diarrhea. 
Following  pilot  studies  of  cultures  derived  by 
intubation  and  treated  by  various  antibiotics, 
significant  improvement  or  total  relief  were 
experienced  by  ]k   of  l4,  after  treatment  with 
terramycin,  tetracycline,  colimycin,  rovamycin, 
neomycin,  erythromycin  or  mycostatin,  as  indicated. 
Although  recurrences  were  frequent,  at  first, 
long-term  results  included  7  complete  recoveries, 
without  sequelae;  k   virtually  complete  recoveries 
(complete,  except  for  intermittent,  slight, 
tendency  to  diarrhea)  and  1  complete  recovery 
after  surgery  for  dysfunction  of  an  anal  sphincter. 
One  patient  died  of  intercurrent  septicemia,  one 
of  unrelated,  postoperative  complications. 


9298      DELETION  OF  EPITHELIAL  ABH  ISOANTIGENS 

IN  PRIMARY  GASTRIC  NEOPLASMS  AND  IN 
METASTATIC  CANCER.   (E.)   Sheahan,  D.  G.,  S.  A. 
Horowitz  and  N.  Zamcheck  (Boston  City  Hosp.,  Mass.). 
Am.    J.    Dig.    Vis.    16  (1 1 ) :96l -969 ,  1971. 

ABH  blood-group  isoantigen  activity  was  measured 
in  the  gastric  mucosa  of  7  patients  with  chronic 
peptic  ulcer  and  9  patients  with  gastric  malignancy 
using  the  mixed  cell  agglutination  reaction.   A, 
B  and  H  isoantigens  were  demonstrable  in  normal 
gastric  and  small  intestinal  mucosae.   Malignant 
tissues  from  the  9  patients  showed  complete 
absence  of  ABH  isoantigenic  activity  in  5,  re- 
duced or  focal  activity  in  3  (2  of  whom  had 
pernicious  anemia),  and  normal  activity  in  only  1. 
Sections  prepared  from  all  metastatic  lesions 
including  lymph  nodes,  peritoneum,  omentum,  and 
liver  failed  to  show  the  presence  of  A,B  or  H 
isoantigens.   Although  the  primary  tumors  of  3 
patients  retained  activity,  the  metastases  from 
all  3  showed  none.   The  normal  fundic  and/or 
pyloric  mucosa  obtained  from  patients  with  peptic 
ulcer  as  well  as  from  those  with  gastric  tumors 
showed  a  similar  distribution  of  these  isoantigens. 
The  data  suggest  that  an  alteration  of  blood 
group  substance  synthesis  occurs  in  malignant 
epithelium;  however,  loss  or  retention  of  these 
isoantigens  by  malignant  epithelium  bears  no 
consistent  relationship  to  the  degree  of  histologic 
di  fferentiation. 


9299      GIANT,  CYSTIC,  EXOGASTRIC  SCHWANNOMA. 

DIAGNOSTIC  PROBLEMS.   REPORT  OF  ONE  CASE. 


(Fr.)   Rautureau,  J.  (Franco  Musulman  Hosp., 
Bobigny,  France),  G.  Gross,  J. -P.  Clot  and  G. 
Chomette.  Avah.    Fr.    Mai.    App.    Dig.    60(10-11): 
5'*7-552,  1971. 

A  massive,  exogastric  schwannoma,  infiltrating 
the  stomach  wall  and  identified  by  intraoperative 
biopsy,  presented  preoperat i vely  as  a  classic 
example  of  post-traumatic  pseudocyst  of  the 
pancreas . 


9300      LIGHT  AND  ELECTRON  MICROSCOPIC  STUDIES 

OF  A  GASTRIC  LE lOMYOBLASTOMA.   (E.) 
Hajdu,  S.  I.  (Mem.  Hosp.  Cancer  Allied  Dis.,  New 
York,  N.  Y.),  R.  A.  Erlandson  and  M.  A.  Paglia. 
Arah.   Pathol.    93  (l )  :36-'*l  ,  1972. 

A  single  case  is  reported  of  a  56-yr-old  white 
female  who  presented  with  a  one-month  history  of 
sharp  epigastric  pain  and  with  a  mass  on  the 
lesser  curvature  of  the  stomach  on  an  upper 
gastrointestinal  study.   At  laparotomy  a  solitary 
tumor  was  found  in  the  anterior  wall  of  the  stomach 
midway  between  the  pylorus  and  cardia  near  the 
lesser  curvature.   After  a  frozen  section  diagnosis 
of  low  grade  leiomyosarcoma  (leiomyobl astoma)  a 
subtotal  gastrectomy  and  omentectomy  was  performed. 
The  mucosal  surface  of  the  stomach  was  completely 
intact  and  the  perigastric  nodes  and  omentum  were 
tumor-free.   The  tumor  was  a  completely  encapsulated, 
fairly  round  mass  with  areas  of  subcapsular 
lobulation.   Microscopically  it  was  composed  of 
fairly  uniform  round,  oval  and  polygonal  cells 
having  well-defined  cytoplasmic  membranes  and 
displaced  round  nuclei.   No  significant  number 
of  mitotic  cells  were  seen.   Although  the  majority 
of  the  tumor  cells  were  rather  large  pleomorphic 
cells  with  few  of  the  characteristics  of  smooth 
muscle,  others  were  present  which  contained  many 
of  the  ul trastructural  characteristics  of  smooth 
muscle  cells.   The  presence  of  intermediate  cell 
types  suggests  that  these  tumors  are  composed  of 
a  spectrum  of  smooth  muscle  cells  displaying 
different  degrees  of  differentiation. 


9301      SIMPLE  ATROPHIC  GASTRITIS  AND  GASTRIC 

CARCINOMA.   (E.)   Walker,  I.  R. 
(McMaster  U.,  Hamilton,  Ontario,  Canada),  R.  G. 
Strickland,  B.  Ungar  and  I.  R.  Mackay.  Gut 
12(11):906-911  ,  1971. 


Forty  patients  wi  th 
fol lowed  for  up  to 
trie  carcinoma  was 
18  and  21  yr  after 
by  gastric  biopsy, 
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atrophic  gastritis  were 
21  yr.   In  this  interval,  gas- 
detected  in  k    {\Q%)    at  9,  10, 
diagnosis  of  atrophic  gastritis 

All  h   had  presented  initially 
nd  all  had  achlorhydria.   An 
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uestionable  gastric  ulcer  in 
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Serum  vitamin  B12  levels 
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th  who  had  only  a  transiently 
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abnormal  vitamin  B^2  absorption.  Three  were  blood 
group  A,  and  the  fourth  B.   Initial  biopsy  speci- 
mens revealed  involvement  of  the  antrum  with 
multifocal  gastritis  in  all  cases. 


9302      NEW  ROENTGENOGRAPH  I C  SIGNS  OF  NEONATAL 

GASTRIC  PERFORATION.   (E.)   Pochaczevsky , 
R.  (Jewish  Hosp.  Med.  Ctr.  ,  Brooklyn,  N.  Y.)  and 
D.  Bryk.  Radiology    102(1 ):  1  i+S-l  i*?  ,  1972. 

Fifty-eight  erect  abdominal  roentgenograms  which 
demonstrated  pneumoperitoneum  due  to  gastric 
perforation  in  neonates  were  analyzed  in  an 
attempt  to  determine  the  radiographic  signs  that 
could  help  distinguish  gastric  from  more  distal 
perforations.   In  S**  of  the  58  cases  (93^)  the 
lack  of  an  air-fluid  level  in  the  stomach  was 
evident.   In  addition,  the  small  and  large  in- 
testines were  usually  not  dilated,  and  showed  a 
paucity  of  gas.   Twenty-five  cases  of  spontaneous 
perforation  of  the  small  or  large  intestine  in 
neonates  In  whom  upright  abdominal  radiographs 
were  obtained  were  also  reviewed.   Pneumoperitoneum, 
mainly  due  to  necrotizing  enterocolitis  in  infancy, 
was  demonstrated  in  all  of  these  cases.   An  air 
fluid  level  in  the  stomach  was  present  in  88% 
(22)  of  the  cases,  and  significant  small  intestine 
distention  was  also  identified  in  most  cases. 
Thus,  the  absence  of  a  gastric  air-fluid  level  on 
erect  abdominal  roentgenograms,  associated  with 
normal  or  decreased  gas  in  the  small  and  large 
intestine,  favors  the  diagnosis  of  gastric  per- 
foration in  cases  of  spontaneous  pneumoperitoneum 
in  neonates. 


9303      GASTRIC  POLYPS,  POLYPOSIS  AND  CHRONIC 

GASTRITIS.   (Fr.)   Cornet,  A.  (Laennec 
Hosp.,  Paris),  P.  Renault,  F.  Carnot,  D.  Blanc, 
P.  Pelavierre  and  G.  Terris.  Arah.    Fr.    Mai.    App. 
Dig.    60(10-11) -.507-52'*,  1971.   (51  references) 

A  review  includes  report  of  k   patients  with  1-^4 
isolated,  gastric  polyps  (none  malignant)  and  3 
with  diffuse  gastric  polyposis  (2  of  3,  malignant; 
1  of  2,  metastasized  extensively).   All  were 
suffering  from  hypochromic  anemia  and  chronic 
atrophic  gastritis,  and  all  were  treated  surgically. 
Recommended  as  the  techniques  of  choice  are  collar 
resection  of  solitary  or  isolated  polyps,  sub- 
total or  total  gastrectomy  in  the  presence  of 
diffuse  polyposis. 


of  gastric  varices  was  observed  in  only  k   ad- 
vanced cases;  in  2  other  cases  gastric  varices 
were  suggested.   Comparison  between  splenoportal 
phlebography  and  conventional  roentgen  examination 
revealed  coils  of  gastric  varices  corresponding 
to  mucosal  distortion,  usually  large  tortuous 
gastric  folds  in  6  additional  cases.   Downward 
displacement  of  gastric  gas  was  present  in  10 
cases  and  all  but  1  had  extensive  esophageal 
varices.  The  displacement  may  have  been  caused 
by  splenomegaly  and  the  diagnostic  value  of  this 
sign  is  not  highly  considered.   Splenomegaly  was 
the  most  common  indirect  sign  of  gastric  varices 
(23  of  28  cases).   Splenoportal  phlebography  is 
the  most  reliable  roentgenographi c  method  of 
demonstrating  gastric  varices. 


9305  TECHNIC  OF  ICED  SALINE  GASTRIC  LAVAGE 
IN  UPPER  GASTROINTESTINAL  HEMORRHAGE. 

(E.)  Moss,  G.  (Rensselaer  Polytechn.  Inst., 
Troy,  N.  Y.).  Am.   J.    Surg.    122('«)  :565-566,  1971. 

9306  CLINICAL  FEATURES  OF  CARCINOMA  OF  THE 
GASTRIC  STUMP.   (Ger.)   Hilbe,  G. 

(Univ.  Surg.  Clin.,  Innsbruck,  Austria).  Aata 
Chir.   Austria.    3(5) :  157-160,  1971. 

9307  ANEURYSM  OF  THE  SPLENIC  ARTERY  RUPTURED 
INTO  THE  STOMACH.   (Fr.)   Cohen,  R. 

Bull.   Soo.   Chir.   Paris  i,\  {k)  •.lQ^-llh ,    1971. 

9308  RECOVERY  OF  A  CASE  OF  DIFFUSE  CANCER 
OF  THE  STOMACH  OPERATED  LATE  AND  IN 

GENERALLY  AND  LOCALLY  DIFFICULT  CONDITIONS. 
(It.)   Lanzillo,  F.  (Cardarelli,  Hosp.,  Naples, 
Italy).  Rif.   Med.    85(26)  :717-723,  1971. 


9309 


THE  CONTRIBUTION  OF  CERTAIN  INSTRUMENTAL 
EXAMINATIONS  TO  THE  STUDY  OF  GASTRIC 
FUNCTIONS  IN  DYSPEPSIA  AND  IN  GASTRITIS.   (It.) 
Blasi,  A.  (U.  Catania  Inst.  Clin.  Med.,  Italy). 
Rif.   Med.    85(28) :788-792,  1971. 

9310      SPONTANEOUS  PERFORATION  OF  THE  STOMACH 
IN  THE  NEWBORN.   (Sp.)   Cardesa,  J.  J. 
(Univ.  Sch.  Med.,  Sevilla,  Spain),  A.  Romanes 
and  C.  Pera  Madrazo.  Rev.    Esp.    Pediatr.    27(159): 
317-32'*,  1971. 


930'*      DIAGNOSIS  OF  GASTRIC  VARICES  BY  CON- 
VENTIONAL ROENTGENOGRAPHY  AS  COMPARED 
WITH  SPLENOPORTAL  PHLEBOGRAPHY.   (E.)   Gabrielsson, 
N.  (Karolinska  Hosp.,  Stockholm).  Acta  Radiol. 
[Ther.]    (Stoakh.)    1 1  (5) : 506-51'*,  1971. 

The  diagnostic  reliability  of  the  conventional 
roentgen  examination  in  demonstrating  gastric 
varices  was  analyzed  in  a  material  of  28  cases 
and  confirmed  by  splenoportal  phlebography.  The 
fairly  characteristic  roentgenographi c  appearances 


9311      PRIMARY  RETICULOSARCOMA  OF  THE  STOMACH. 

(Por.)   Chaves,  E.  (Napoleao  Laureano 
Hosp.,  Paraiba,  Brazil),  J.  B.  Simoes  and  0. 
Cartaxo.  Rev.    Bras.    Cir.    61  (l-it)  :36-'*'»,  1971. 


9312 

Italy) 
1971. 


TREATMENT  OF  CHRONIC  GASTRITIS.   (It.) 
Lattanzi,  A.  (S.  Chiara,  Hosp.,  Pisa, 
Reo.    Progr.   Med.    (Roma)    51 (2) : 159-170, 
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9313      TECHNIC,  INDICATIONS  AND  RESULTS  OF 
GASTROSCOPY  IN  A  CASE  SERIES.   (it.) 
Docimo,  R.  (U.  Naples  Inst.  Gen.  Clin.  Surg., 
Italy).  Rass.    Int.    Clin.    Ter.    51 (10) :593-603, 
1971. 


931^4 


IN 


CARCINOMA  OF  THE  GASTRIC  ANTRUM 
IDENTICAL  TWINS.   (E.)   Lee,  F.  I. 

(victoria  Hosp.,  Blackpool,  England).  Postgrad. 

Med.   J.    i*7(55l):622-62'«,  1971. 


9315 


LEIOMYOMA  OF  THE  STOMACH  IN  A  ]k-\£l\R- 
OLD  GIRL.   (Pol.)   Zytkowicz,  Z. 

(Mil  it.  Hosp.,  Nowym  Saczu,  Poland).  Pol. 

Przegl.    Chir.    43(6) : 895-896,  1971. 


9316      TRICHOBEZOAR  OF  THE  STOMACH  COMPLICATED 

BY  POLYPOSIS  AND  ULCERATION.   (Pol.) 
Gerlecki,  J.  (KWMO  Hosp.,  Kielce,  Poland),  W. 
Model  ski  and  J.  Dychala.  Pol.    Przegl.    Chir. 
^43  (6):  889-891,  1971. 


9317      LYSOSOMES  AND  LIPID  INCLUSIONS  IN  OXYNTIC 

CELLS  IN  CHRONIC  GASTRITIS.   (Rus.) 
Sharov,  V.  G.  (I.M.  Sechenov  1st  Moscow  Med. 
Inst.).  Biull.    Eksp.    Biol.   Med.    72(10) : 1 13- 1 16, 
1971. 


9318      HISTOAUTORADIOGRAPHIC  EXAMINATIONS  OF 

HUMAN  GASTRIC  MUCOSA  IN  CHRONIC  GASTRITIS 
AND  GASTRIC  CANCER.   (Ger.)   Steenbeck,  L.  (Inst. 
Cancer  Res.,  Berlin/Buch)  and  G.  Wolff.  Arah. 
Gesahuulstforsah.    38(2) : 132-1 38,  1971. 


9319      TREATMENT  OF  GASTRIC  DISORDERS  WITH 

TABLETS  CONTAINING  BISMUTH  SUBNITRATE 
AND  SORBITOL.   (Fr.)   Gillot,  G.  Quest  Med. 
2i»(l2):1357-1360,  1971. 


9320      A  CLINICAL  AND  HISTOLOGICAL  STUDY  OF 

THE  GASTRIC  SECRETION  INDUCED  BY  GASTRIN 
TETRAPEPTIDE  WITH  SPECIAL  REFERENCE  TO  THE 
CAFFEINE  METHOD.   (Jap.)   Odori,  Y.  (Univ.  Med. 
Sch.,  Nagoya,  Japan).  Nippon  Shokakibyo  Gakkai 
Zasshi    (Jap.    J.    Gastroenterol.)   68(3) :  l'*6- 159, 
1971. 


Clin.  Surg.,  Italy),  F.  P.  Scoppetta  and  L. 
Beluffi.  Minerva  Chir.    26  (10)  :554-56l  ,  1971. 


9323      PALLIATIVE  EXCLUSION  SURGERY  IN  THE 
MANAGEMENT  OF  3  CASES  OF  INOPERABLE 
CANCER  OF  THE  STOMACH.   (It.)   Monachello,  A. 
(Zona  Gen.  Hosp.,  Acquapendente ,  Italy),  R. 
Mantovani  and  L.  Sechi.  Minerva  Chir.    26(10): 
552-553,  1971. 


9324      BENIGN  TUMORS  OF  THE  STOMACH.   (It.) 

Merlo,  G.  (U.  Turin  Inst.  Spec.  Surg. 
Pathol.,  Italy)  and  U.  Boario.  Minerva  Chir. 
26(10):533-551,  1971. 


9325      GASTRIC  CARCINOMA  IN  THE  CANAL  ZONE. 

(E.)   Buker,  R.  H.  (Gorgas  Hosp.,  Canal 
Zone,  Panama).  Milit.    Med.    1 36  (8)  :686-687  ,  1971. 


9326      HAEMATEMESIS  due  TO  VOLVULUS  OF  THE 

STOMACH  IN  A  CHILD.   (E.)   Mahmud  Durrani, 
A.  (Cent.  Hosp.,  Kitwe,  Zambia)  and  M.  H.  Desai. 
Med.   J.    Zambia   5(4) : 139-1^1  ,  1971. 


9327      A  STUDY  OF  THE  GASTRIC  MICROBIAL  FLORA 

AFTER  VAGOTOMY  ASSOCIATED  WITH 
ANTRECTOMY.   (Rum.)   Stoica,  T.  (1st  Adult  Hosp., 
Braila,  Rumania),  0.  Stadnicov  and  S.  Stancu. 
Med.    Interna    (Buour.)    23 (7) :873-877,  1971. 


9328      GASTRODUODENAL  TUBERCULOSIS  AMONG 

NORTH  AFRICAN  SUBJECTS.   (Fr.)   Wurtz, 
A.  and  D.  Benkiran.  Lille  Med.    1 6 (3) :449-452  , 
1971. 


9329      GASTRIC  EROSIONS  CAUSED  BY  HOME  BREWED 

LAGER.   (E.)   O'Keane,  M.  (Stobhill 
Gen.  Hosp.,  Glasgow,  Scotland),  S.  Smith  and  A. 
Goldberg.  Lancet  2 (7728) : 795-797 ,  1971. 


9330      DIAGNOSTIC  POSSIBILITIES  OF  EXTRASEROUS 
PARIETOGRAPHY  IN  CANCER  OF  THE  PROXIMAL 
REGION  OF  THE  STOMACH.   (Rus.)   Kholod,  V.  A. 
and  S.  F.  Vorotyntsev.  Khirurgiia    (Mosk.)    47(8): 
35-37,  1971. 


9321      SECONDARY  GASTRIC  MYCOSES  FOLLOWED  UP 

BY  HISTOLOGIC  EXAMINATION  OF  THE  OPERA- 
TIVE SPECIMENS.   (Rum.)   Diaconescu,  M.  (Milit. 
Cent.  Hosp.,  Bucharest),  D.  Singer  and  I. 
Strimbeanu.  Morfol.    Norm.    Patol.    16  (3)  :235-240, 
1971. 


9322      GASTRIC  AND  LARGE  INTESTINE  POLYPOSIS, 

WITH  PARTICULAR  REFERENCE  TO  NEOPLASTIC 
FORMS.   (It.)   Aulisa,  B.  (U.  Pavia  Inst.  Gen. 


9331      REMOTE  RESULTS  OF  SURGICAL  TREATMENT 
OF  POSTGASTRECTOMY  SYNDROMES.   (Rus.) 
Kliminskii,  I.  V.  and  I.  M.  Pantsirev.  Khirurgiia 
(Mosk.)   47(7):  18-24,  1971. 


9332      THE  PATHOGENESIS  OF  POSTGASTRORESECT I  ON 

COMPLICATIONS.   (Rus.)   Rozanov,  B.  S. 
and  S.  P.  Markin.  Khirurgiia    (Mosk.)    47(7): 
10-17,  1971. 
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9333 

Eleotrol. 


933'* 


ECTOPIC  EPIGASTRIC  OSSIFICATION.   (Fr.) 
Louyot,  P.  and  J.  Pourel .  J.   Radiol. 
Med.    Nual.    52(8-9) :530-531 ,  1971. 


GASTRIC  ULCERATION  COMPLICATING  EXPERI- 
MENTAL LIVER  TRANSPLANTATION  IN  THE 

PIG.   (E.)   Dent,  D.  M.  (U.  Cape  Town  Liver  Res. 

Group,  South  Africa),  C.  J.  Uys  and  R.  Hickman. 

J.   Surg.   Res.    1 1  (6) :289-296,  1971. 


9335      PYLORIC  CANAL  SYNDROME.   (Ger.)   Hill, 

K.  (U.  Mainz  Inst.  Pathol.,  Germany) 
and  A.  Schmitt  Koppler.  Internist.    Prax.    11(2): 
239-2'»A,  1971. 


9336      TORSION  OF  THE  STOMACH.   (E.) 

Nasser  Ahmed  Shah,  S.  (Govt.  Med.  Coll., 
Srinagar,  India)  and  H.  A.  Durrani.  Indian  Praot. 
2^4(2) :  149-151  ,  1971. 


93^'»      INTUBATION  WITH  THE  BARBIN  MOUSSEAU  TUBE 

IN  INOPERABLE  CARDIA  CARCINOMA.   (E.) 
Linschoten,  H.  (Wilhelmina  Hosp.  ,  Amsterdam). 
Arch.    Chir.   Merl.    23(2) :  1 1 1-115,  1971. 


93^*5  CONGENITAL  ATRESIA  OF  THE  PYLORUS. 
(Ger.)  Schickedanz,  H.  (Friedrich 
Schiller  U.,  Surg.  Clin.,  Jena,  Germany),  B. 
Kleinteich  and  H.  Friedrich.  Z.  Kinderahir, 
10(2):171-176,  1971. 


93^6      NEONATAL  GASTRIC  MULTIPLE  PERFORATIONS 

TREATED  BY  GASTROSPLENOPEXY.   (E.) 
Galluzzi,  W.  (Child.  Hosp.,  Trieste,  Italy).   Z. 
Kinderahir.    10 (2) :  1 76-179,  1971. 


93'»7      GASTROBIOPSY  OF  OLD  PROBANDS.   (Ger.) 

Ky,  D.  N.  (Humboldt  U.  1st  Med.  Clin., 
Berlin),  G.  Lisewski,  H.  David  and  P.  Reitzig. 
Z.  Gesamte  Inn.   Med.    26  (6): 52-53,  1971. 


9337      FEEDING  OF  AGED  PERSONS  PARTICULARLY 
THOSE  AFFLICTED  BY  GASTRIC  DISORDERS. 
(It.)   Bellomo,  A.  (San  Giovanni  Battista  Hosp. 
Turin,  Italy),  A.  Manzoni  and  R.  Lalloni.  G. 
Geront.    19(3) : 152-158,  1971. 


9338      PREPARATION  OF  THE  PATIENT  FOR  GASTRIC 

ENDOSCOPY.   (Por.)   Figueiredo  Penteado, 
J.,  P.  Ribeiro  De  Carvalho  and  N.  Zacharias. 
Folha  Med.    62(3) :315-327,  1971. 


93't8      CLINICAL  EXPERIENCES  WITH  A  NEW  ANTACID 

PREPARATION  IN  STATES  OF  IRRITABILITY 
WITH  HYPERSECRETION.   (Ger.)   Klug,  B.  (St. 
Marien  Hosp.,  Wattenscheid ,  Germany).   Z.  Allg- 
meinmed.    47(28) :  1^70-1^(72,  1971. 


3lkS  THE  PROBLEM  OF  POSTOPERATIVE  GASTRITIS. 

(Pol.)   Waniewski,  E.  (Inst.  Pathol. 
Anat.,  Lodz,  Poland)  and  J.  Szklanny.  Wiad.    Lek. 
24(11):1031-1036,  1971. 


9339      CARCINOMA  OF  THE  STOMACH.   A  REPORT  OF 
1,963  CASES.   (Fin.)   Vuori  ,  J.  (Surg. 
Clin.,  Turku,  Finland),  M.  V.  Inberg  and  S.  J. 
Viikari.  Duodeoim  87 {\ ^- ] 5) : ^ OSB- ] OGG ,    1971. 


9340      MICROANGIOPATHIC  HEMOLYTIC  ANEMIA  IN 

METASTASIZING  CARCINOMA  OF  THE  STOMACH. 
(Ger.)   Gehrmann,  G.  (City  Hosp.,  Wuppertal -Barmen , 
Germany)  and  J.  Heck.  Dtsah.    Med.    Woahensahr. 
96(26):1118-1121,  1971. 


9341 

W.  M. 
S.  C. 
1971. 


AVOIDANCE  OF  GASTROJEJUNOSTOMY  IN 
GASTRIC  OPERATIONS.   (E.)   Keynes, 
(Radcliffe  Infirm.,  Oxford,  England)  and 
Truelove.  Br.    J.    Hosp.    Med.    6(2) :223-230, 


9342      THE  RESPONSE  OF  CHRONIC  GASTRITIS  TO 

CONSERVATIVE  TREATMENT.   (E.)   Lawson, 
H.  H.  (U.  Witwatersrand,  Johannesburg,  South 
Africa).  Br.    J.    Surg.    58 (9) :676-678,  1971. 


9350      LAPAROSCOPY  IN  CANCER  OF  THE  PROXIMAL 

PORTION  OF  THE  STOMACH.   (Rus.)   Nikora, 
P.  I.  (Inst.  Exp.  Oncol.,  Moscow).  Vopr.    Onkol. 
17(6):85-90,  1971. 


9351      MAXIMUM  HISTAMINE  STRESS  AS  A  FUNCTIONAL 

INDEX  OF  ATROPHIC  GASTRITIS.   (Rus.) 
Monakhov,  B.  V.  (Kazakh  Res.  Inst.  Oncol.  Radiol., 


Alma  Ata,  USSR) ,  N.  G. 
Panarina.  Vopr.    Onkol 


9352 


Voronkina  and  L.  K. 
.  17(2):4l-43,  1971. 


CYTOCHEMICAL  INDICES  OF  BLOOD  NEUTROPHILS 
IN  PATIENTS  WITH  GASTRIC  CANCER. 
(Rus.)   Geller,  L.  I.  (Med.  Inst.,  Khabarovsk, 
USSR)  and  R.  G.  Maschenko.  Vopr.    Onkol.    17(2): 
39-41,  1971. 


9353      THE  DIAGNOSIS  OF  GASTRIC  CANCER.   (Rus.) 

Alexandrov,  N.  N.,  G.  D.  Golub  and 
L.  A.  Shuster.  Vopr.    Onkol.    17(2):3-10,  1971. 


9343      ACCESSORY  LUNG  PRESENTING  AS  JUXTA- 

GASTRIC  MASS.   (E.)   Pai,  S.  H.  (New 
York  Med.  Coll.,  N.  Y.),  C.  T.  M.  Cameron  and 
R.  Lev.  Aroh.    Pathol.    91 (6) :569-572,  1971. 


9354      GLUCOCORTICOID  FUNCTION  OF  THE  ADRENAL 
CORTEX  IN  PATIENTS  WITH  GASTRIC  CANCER. 
(Rus.)   Karev,  I.  D.  Vestn.    Khir.    107 (8) :29-31  , 
1971. 
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9355      INTRAPORTAL  GLUCOSE  VITAMIN  THERAPY  IN 

WIDESPREAD  FORMS  OF  GASTRIC  CANCER. 
(Rus.)   Egorov,  N.  I.  Vestn.    Khir.    107  (9)  :21 -Zij, 
1971. 


(Inst.  Med.  Radiol.,  Obninsk,  USSR)  and  B.  A. 
Berdov.  Eksp,  Khir.  Anestesiol.  16  C*) :38-39, 
1971. 


9356 


G.  K. 


EMERGENCY  GASTRECTOMY  IN  A  CASE  OF 
ANNULAR  PANCREAS.   (Rus.)   Blokha, 
Vestn.   Khir.    107 (7) : 120-122,  1971. 


9366      CROSSCUT  GASTROJEJUNOSTOMY.   (E.) 

Hoerr,  S.  0.  (Cleveland  Clin.  Found,, 
Ohio)  and  R.  B.  Turnbull.  Surg.    Gynecol.    Obstet. 
133(2) :A85-^88,  1971. 


9357      SURGICAL  TREATMENT  IN  CANCER  OF  THE 

GASTRIC  STUMP.   (Rus.)   Vantsian,  E.  N. 
J.  v.  Astrozhnikov  and  A.  F.  Chernousov.  Vestn. 
Khir.    107(7):12-18,  1971. 


9358      THE  PROPHYLAXIS  AND  THERAPY  OF  PULMONARY 

COMPLICATIONS  AND  RESPIRATORY  AND 
HEMODYNAMIC  DISTURBANCES  AFTER  GASTRIC  SURGERY. 
(Rus.)   Lubenskii,  J.  M.  and  A.  N.  Orlov.  Vestn. 
Khir.    106(6):6-10,  1971. 


9359      NATIONWIDE  TABULATION  OF  RESULTS  OF 

GASTRIC  MASS  SURVEY.   (Jap.)   Iwasaki , 
"I.  (Nihon  U.,  Sch.  Med.,  Tokyo).  Stomach  Intest. 
(Tokyo)   6(6): 7^(5-750,  1971. 


3360      LAPAROSCOPY  IN  THE  DIAGNOSIS  OF  GASTRIC 

CANCER  IN  PATIENTS  WITH  A  HISTORY  OF 
ABDOMINAL  SURGERY.   (Rus.)   Lapin,  M.  0.,  V.  N. 
jotnikov,  0.  I.  Lapina  and  T.  0.  Gulevich.  Sov. 
ted.  3^(7): 78-82,  1971. 


3361      MORTALITY  FOLLOWING  EMERGENCY  PARTIAL 

GASTRECTOMY  FOR  GASTRODUODENAL  HAEMORRHAGE. 
(E.)   Chua,  W.  H.  (Thomson  Road  Gen.  Hosp., 
jingapore)  and  J.  E.  Choo.  Singapore  Med.    J, 
I2(3):170-172,  1971. 


9367      X-RAY  DIAGNOSIS  OF  A  LESION  IN  THE 

PYLORIC  PORTION  OF  THE  STOMACH,  ESPECIALLY 
A  CANCEROUS  LESION.   (Jap.)   Hayakawa,  H. 
(Juntendo  U.,  Dept.  Intern.  Med.,  Tokyo)  and  H. 
Shirakabe.  Stomach  Intest.    (Tokyo)    6 (8): 1000, 
1971. 


9368      MASS  SURVEY  OF  THE  STOMACH  WITH  THE 

GASTROCAMERA.   (Jap.)   Fu j i ta ,  K. 
(Fujita  Clin.,  Koshigaya  City,  Japan),  H.  Niwa, 
Y.  Utsumi  and  T.  Sakita.  Stomach  Intest.    (Tokyo) 
6(6):705-712,  1971. 


9369      MASS  SURVEY  OF  THE  STOMACH  BY  X-RAY 

TELEVISION.   (Jap.)   Murakami,  K. 
(Kyoto  Pref.  U.  Dept.  Radiol.,  Japan).  Stomach 
Intest.    (Tokyo)   6  (6) :699-70A,  1971. 


9370      ASSIMILATION  OF  FATS  BY  PATIENTS  WITH 

CHRONIC  ANACID  GASTRITIS.   (Rus.) 
Savoschenko,  I.  S.,  V.  N.  Budagovskaia  and  L.  M. 
Krums.  Sov.   Med.    3'*  (5) : '48-52,  I97I. 


9371      DIGESTIVE  DISORDERS  IN  PATIENTS  WITH  A 
HISTORY  OF  GASTRECTOMY.   (Rus.)   Kuzin, 
M.  I.,  V.  G.  Riabtsev,  M.  0.  Vinogradova  and 
L.  P.  Biandin.  Sov.   Med.    Zh{S)  •■^'i-^^ ,    1971. 


J362      STUDIES  ON  FAT  ABSORPTION  IN  THE 

GASTRIC  MUCOSA,  WITH  SPECIAL  REFERENCE 

ro  INTESTINAL  METAPLASTIC  EPITHELIUM.  (Jap.) 

latsumoto,  K.  Ochanomizu  Igaku   Zasshi  (Oohanomizu 
ied.    J.)    19(1)  :  1-11  ,  1971. 


)363      MULTIPLE  GASTRIC  SCHWANNOMAS.   (Fr.) 
Jurja,  I.  J.    Radiol.    Electrol.   Med. 
^ucl.    52(6-7) :387-388,  1971. 


9372      GASTRIC  ADENOCARCINOMA.   (Fr.)   Imbert, 

R.  (Cochin  Hosp.,  Paris).  Sem.    Hop. 
Paris   '(7(23)  :1'*9'4-1'*95,  1971. 


9373      INTRAMURAL  GASTRIC  MYO I D  TUMOUR  UNDER- 
GOING CALCIFICATION  AND  DEGENERATION. 
(Fr.)   Charles,  J.  (80  Boulevard  Saly,  Valenciennes, 
France),  R.  Delacroix,  A.  Dupont  and  A.  Berrie. 
Sem.    Hop.    Paris   ^(7  (23)  :  1'489-1'»93  ,  1971. 


)36'4      CLINICAL  STUDIES  ON  THE  ALLERGIC  THEORY 

OF  ATROPHIC  GASTRITIS  WITH  SPECIAL 
(EFERENCE  TO  THE  PARTICIPATION  OF  COMPLEMENT. 
[Jap.)   Sekino,  T.  (U.  Tokyo  Sch.  Med.).  Arerugi 
'Jap.    J.   Allergy)    20(2) :  13'*-1'*5,  1971. 


937^      DIAGNOSTIC  SIGNIFICANCE  OF  DETERMINATION 

OF  B  GLUCURONIDASE  ACTIVITY  IN  GASTRIC 
JUICE.   (Ger.)   Simon,  L.  (Jaszbereny  Hosp., 
Hungary)  and  A.  I.  Figus.  Schweiz.    Med.    Wochensohr. 
101  (H):'499-501  ,  1971. 


3365      METHOD  OF  RADI 0- lOSOTOPE  SCANNING  FOR 

STUDY  OF  THE  MOTOR  AND  EVACUATORY  FUNC- 
nON  OF  THE  GASTRIC  STUMP.   (Rus.)   Turaev,  R.  N. 


9375      GASTRIC  BIOPSY  FINDINGS  IN  DYSPEPSIA 

AND  GASTRITIS.  (it.)  Scaffidi,L. 
(U.  Messina  Inst.  Spec.  Med.  Pathol.,  Italy). 
Rif.    Med.    85 (28) : 8OO-806  ,  1971. 


See  also  numbers:  9027,  9050,  9079,  9188,  9208,  9209,  9211,  9232,  9271,  SkkO ,    ^^6^ ,    95A7 


nil 


PEPTIC  ULCERS 


9376      SERIAL  ENDOSCOPIC  OBSERVATION  OF  THE 

EFFECTS  OF  HISTAMINE,  ASPIRIN,  STEROIDS, 
AND  ALCOHOL  ON  STANDARDIZED  GASTRIC  ULCERS  IN 
DOGS.   (E.)   Sugawa,  C,  C.  E.  Lucas  and  A.  J. 
Walt  (Wayne  State  U.  Sch.  Med.,  Detroit,  Mich.). 
Gastrointest.    Endoso.    18(2): 56-58,  1971. 

The  ulcers  were  produced  in  52  dogs  by  acetic 
acid  injection  into  the  anterior  wall  of  the 
antrum  and  body  of  the  stomach  and  averaged  15'* 
in  ulcer  index  (length  x  width  in  mm)  with  penetra- 
tion to  the  serosa.   The  index  without  medication 
averaged  20  by  3  weeks  and  0  by  6  weeks  with  no 
difference  in  healing  between  antral  and  body 
ulcers.   Mucin  was  measured  by  stain  (2.8  for 
the  control)  and  superficial  erosions  noted  (none 
for  the  control).   Aspirin  administration  gave 
the  same  values  as  the  control  in  the  antrum;  in 
the  body  aspirin  resulted  in  an  index  of  25,  and 
moderate  erosions.   Histamine  administration 
resulted  in  an  index  of  ^tO  in  the  antrum  with 
marked  erosion;  in  the  body  the  index  was  50  and 
erosions  moderate.   Steroid  administration  resulted 
in  an  index  of  15  for  both  antrum  and  body 
and  moderate  erosions.   The  index  for  alcohol 
was  zero  with  minimum  erosions  in  both  areas. 


X-RAY  NEGATIVE  DYSPEPSIA.   (E.)   Bonnevie,  0. 
(Gentofte  Hosp.,  Copenhagen),  H.  E.  Kallehauge, 
H.  R.  Wulff  and  M.  R.  Wulff.  Saand.   J.    Gastro- 
enterol.   6(8):723-729,  1971. 

A  follow-up  study  of  1 08  previously  hospitalized 
patients  with  duodenal  ulcer,  gastric  ulcer  or 
X-ray  negative  dyspepsia  on  whom  augmented 
histamine  tests  were  performed  2'4-52  months 
previously  was  conducted  to  evaluate  the  prognostic 
value  of  this  test.   In  medically-treated  gastric 
and  duodenal  ulcer  patients  no  correlation  was 
found  between  the  acid  output  during  the  admission 
and  the  severity  of  symptoms  after  the  follow-up 
period.   In  patients  with  X-ray  negative  dyspepsia 
both  basal  acid  output  and  peak  acid  output  were^ 
negatively  correlated  with  the  post-hospi tal ization 
clinical  findings.  A  positive  correlation  between 
PAO  and  severity  of  symptoms  was  observed  in 
female  gastric  ulcer  patients  who  were  surgically 
treated.   In  medically  treated  men  with  duodenal 
ulcer  disease  and  X-ray  negative  dyspepsia,  a 
significant  positive  correlation  was  found 
between  duration  of  disease  and  clinical  symptoms 
at  follow-up.  Thus,  the  evidence  does  not  support 
the  use  of  the  augmented  histamine  test  for  pre- 
dicting the  prognosis  of  ulcer  patients. 


9377      MECHANISM  OF  THE  ANT  I  PEPTIC  ACTION  OF 

AMYLOPECTIN  SULFATE  (SN-263)  ,  AN  ANTI- 
ULCER, MUCIN-LIKE  AGENT.   (E.)   Cammarata,  P.  S. 
(G.  D,  Searle  Co.  Biochem.  Res.,  Chicago,  111.), 
R.  G.  Bianchi  and  F.  J.  Fago.  Gastroenterology 
6l(6):850-857,  1971. 

The  inhibition  of  peptic  activity  could  be 
affected  in  vi  tro  by  combination  of  amylopectin 
sulfate  (SN"-263)  with  either  pepsin  or  hemoglobin 
(the  substrate).   The  contribution  of  the  sub- 
strate inhibitor  complex  to  the  overall  inhibition 
of  peptic  activity  was  greater  than  that  of  the 
enzyme  inhibitor  complex.   Proteolysis  of  an 
insoluble  substrate  was  effectively  inhibited  by 
low  concentrations  of  free  SN-263,  the  inhibition 
being  independent  of  time,  but  dependent  on  the 
concentration  of  free  SN-263.   Significant 
inhibition  of  proteolysis  was  also  achieved  by 
bound  SN-263,  in  the  absence  of  free  SN-263. 
Following  gastrin  stimulation  in  dogs  with  gastric 
fistulas,  bound  SN-263  inhibited  the  proteolysis 
of  insoluble  substrate  by  canine  gastric  juice. 
This  degree  of  inhibition  was  dependent  upon  the 
concentration  of  SN-263.   Oral  administration  of 
methylene  blue-dyed  SN-263  (aqueous)  to  a  dog 
resulted  in  binding  of  dyed  inhibitor  to  both 
gastric  and  duodenal  mucosa.   The  duration  and 
degree  of  binding  was  a  function  of  concentra- 
tion and  dose  of  administered  drug.  The  mucosal 
binding  duration  time  with  a  30  mg/kg  dose  at  a 
concentration  of  50  mg/ml  was  k   hr,  while  the 
minimal  mucosal  saturation  dose  was  15.0  mg/kg. 


9378      PROGNOSTIC  VALUE  OF  THE  AUGMENTED 

HISTAMINE  TEST  IN  ULCER  DISEASE  AND 


9379      PHARMACOLOGIC  STUDY  OF  TH lOCARBOXAMIDES 

WHICH  INHIBIT  GASTRIC  SECRETION  AND 
PROTECT  AGAINST  ULCERATION.   (Fr.)   Pascaud,  X. 
(Science-Union  Co.  Res.  Group.,  Suresnes,  France) 
and  M.  Laubie.  Arzneim.   Forsoh.    21  (10) :  15't7-1553, 
1971. 

When  studied  in  mice,  rats  and  dogs,  no  evidence 
of  anticholinergic,  adrenolytic,  histaminolytic 
or  gangioplegic  activity,  or  of  cardiovascular 
or  central  nervous  system  side  effects,  could  be 
demonstrated  in  15  of  22  thiocarboxamide  deriva- 
tives showing  significant  antisecretory  and 
ulceroprotective  activity.  All  15  were  also 
subjected  to  acute  toxicity  studies.   In  9  of J5, 
which  showed  the  greatest  antisecretory  activity 
in  rats,  effective  doses  ranged  from  one-hundredth 
to  one  six-hundredth  of  the  peroral  LD50.  The 
protection  afforded  against  restraint-induced 
ulceration  appeared  to  be  directly  related  to  the 
degree  of  their  ability  to  inhibit  both  the 
volume  and  the  acid  concentration  of  gastric 
secretions  at  these  dose  levels. 


9380      EFFECTS  OF  NICOTINE  ON  GASTRIC  SECRETION 

AND  ULCER  FORMATION  IN  CATS.   (E.) 
Konturek,  S.  J.  (Med.  Acad.  Inst.  Physiol., 
Cracow,  Poland),  T.  Radecki ,  P.  Thor,  A.  Dembinski 
and  E.  D.  Jacobson.  Proa.    Soo.    Exp.    Biol.    Med. 
138(2):67'*-677,  1971. 

Nicotine,  added  to  an  i.v.  infusion  of  pentagastrin, 
at  a  dose  of  400  pg/kg-hr,  but  not  at  100  and 
200  ug/kg-hr,  produced  a  decrease  in  acid  secre- 
tion in  10  fasted  cats  with  small  gastric 
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fistulas.  The  depression  of  acid  output  was  due 
to  a  decreased  volume  and  acid  concentration  and 
was  accompanied  by  retching  and  restlessness  in 
some  animals.   Nicotine  alone  failed  to  alter 
basal  gastric  secretion.   A  maximal  rate  of 
duodenal  ulcer  formation  with  perforation  or 
hemorrhage  occurred  when  the  nicotine  dose  was 
200  pg/kg-hr  which  corresponds  to  smoking  8 
cigarettes/hr.   Nicotine  exhibited  a  potentiating 
effect  on  pentagastrin  induced  peptic  ulcer 
formation,  probably  due  to  its  interference  with 
acid  neutralization  in  the  duodenum. 


9381      EXPERIMENTAL  STUDIES  OF  THE  RELATIONSHIPS 

BETWEEN  CARBONIC  ANHYDRASE  ACTIVITY  IN 
THE  GASTRIC  MUCOSA,  ULCERATION  AND  PREGNANCY,  IN 
THE  RAT.   (Fr.)   Dobrescu,  D.  (Sch.  Pharm. , 
Bucharest,  Rumania),  A.  Cicotti  and  R.  Lungu- 
Mihailescu.  Arah.    Fr.    Mai.   App.    Dig.    60(8-9): 
'»27-'»32,  1971. 

In  rats  subjected  to  stress  by  immobilization, 
for  the  purpose  of  inducing  gastric  ulcer,  gastric 
carbonic  anhydrase  activity  (manometric  study) 
was  increased  in  non-pregnant  females  at  a  very 
high  level  of  significance,  as  compared  to  either 
pregnant  or  non-pregnant,  unstressed  controls. 
In  pregnant  females,  stressing  induced  no  signifi- 
cant increase  of  activity.   It  was  concluded 
that  pregnancy  may  have  increased  the  capacity 
of  the  organism  to  neutralize  histamine,  which 
is  required  to  activate  carbonic  anhydrase. 


9382      TRANSGASTRIC  DUODENOSTOMY  IN  THE  TREAT- 
MENT OF  GASTRIC  ULCER.   (Pol.) 
Bernacki,  E.  (Med.  Acad.  Inst.  Surg.,  Bialystok, 
Poland)  and  H.  Dadan.  Pol.    Przegl.    Chir.    '43(9): 
l'»05-l'*08,  1971. 

Transgastric  duodenostomy  gave  excellent  results 
in  3  elderly  patients  in  poor  general  condition 
with  extensive,  inoperable  gastric  ulcer  in  which 
a  tumor-like  inflammatory  infiltration  surrounding 
the  ulcer  involved  the  whole  posterior  wall  of 
the  stomach,  pancreas  and  great  blood  vessels 
behind  it.   Marked  improvement  in  general  condi- 
tion with  weight  gain  and  regression  of  the 
lesion  was  obtained  after  a  3  month  period  of 
feeding  through  the  gast roduodenostomy .   All  3 
patients  were  well  after  k,    3,  and  1.5  yr,  resp. 
It  is  stressed  that  this  procedure  which  can  be 
used  as  a  preliminary  step  before  the  generally 
accepted  method  of  surgical  management  of  gastric 
ulcer,  can  sometimes  effect  a  cure  by  itself. 


increase  in  basal  gastric  secretion  (increase  In 
volume  from  1  ml  -  19  ml/15  min  increase  in  HCl 
from  0.29  -  k.62   mEq/hr  with  0.05  ug  and  1.6 
yg/kg,  resp).  There  was  a  dose-dependent  inhibi- 
tion of  pentagastrin  induced  secretion  (from  23% 
inhibition  with  0.05  yg/kg  caerulein  to  k3% 
inhibition  with  0.8  ug/kg  caerulein),  and  a  O.'i 
yg/kg/hr  dose  administered  simultaneously  with 
low  doses  of  pentagastrin  (0.5  yg ,  2.0  yg) 
stimulated  gastric  secretion,  but  decreased 
secretion  induced  by  maximal  dose  (8.0  yg/kg/hr) 
of  pentagastrin  (8.0  yg/kg/hr)  by  30^.   Caerulein 
(0.8  yg/kg)  also  inhibited  frequency  and  extent 
of  pentagastrin  (8.0  yg/kg  for  36  hr)  induced 
peptic  ulcers  (from  an  average  246  mm^  ulcerated 
surface  in  all  10  cats  receiving  pentagastrin 
alone  to  an  average  of  2k   mm^  surface  in  3  of  10 
animals  receiving  caerulein  in  addition  to 
pentagastrin).   In  addition,  while  3  of  10  cats 
receiving  pentagastrin  alone  showed  perforation 
or  hemorrhage  from  ulcers,  none  of  those  receiving 
caerulein  showed  these  complications.   Caerulein 
admin,  alone  (0.8  yg/kg  for  36  hr)  induced  ulcers 
in  A  of  18  animals  (av.  9  mm^  surface  area). 


938'* 


Boikov. 


9385 


SOME  PROBLEMS  OF  GASTRODUODENAL  ULCER. 
(Rus.)   Kolomi ichenko,  M.  I.  and  I.  P. 
Sov.   Med.    3'»(5):52-57,  1971. 


X-RAY  DIAGNOSIS  OF  PREPYLORIC  ULCER. 

(Jap.)   Mochizuki,  F.  (Tohoku  U.  Sch. 
Med.,  Sendai  ,  Japan).  Stomach  Intest.     (Tokyo) 
6(8):1001-1013,  1971. 


9386      MASSIVE  HEMORRHAGE  FROM  PEPTIC  ULCER 

IN  PATIENTS  OVER  AGE  k5.       (E.)   Chaitin, 
H.  (Whitestone  Hosp.,  N.  Y.).  Clin.   Med.    78(8): 
3'*-36,  1971. 


9387      STUDIES  ON  ABOMASAL  ULCERS  IN  CALVES 
FED  MILK  SUBSTITUTES  AND  INTENSIVELY 
REARED.   (Ger.)   Groth,  W.  (Tech.  U.  Munich, 
Germany)  and  H.  Berner.  Zentralbl.    Veterinarmed. 
[A]    l8(6):i»8l-'*98,  1971. 


9388      STRESS  ULCER  IN  THE  PUERPERIUM.   (CASE 

PRESENTATION).   (Ger.)   Thieme,  R. 
(Tech.  U.  Munich,  Gynecol.  Clin.,  Germany)  and 
W.  Theisinger.  Zentralbl.    Gynaekol.    93(26): 
894-897,  1971. 


9383      THE  EFFECT  OF  CAERULEIN  ON  GASTRIC 

SECRETION  AND  PEPTIC  ULCERS.   (Pol.) 
Radecki ,  T.  (Med.  Acad.  Inst.  Physiol.,  Cracow, 
Poland),  S.  Konturek,  J.  Biernat  and  P.  Thor. 
Aota  Physiol.   Pol.    22(5)  :597-608,  1971. 

Experiments  with  cats  revealed  that  caerulein 
(0.5  -  1.6  yg/kg/hr)  caused  a  dose-dependent 


9389      VAGOTOMY:   PRESENT  SITUATION  IN  THE 

TREATMENT  OF  PEPTIC  ULCER.   (Por.) 
Bruno  De  Mello,  J.  (U.  Sao  Paulo  Sch.  Med., 
Brazil),  A.  Moreira  and  A.  Garrido,  Jr.  Rev. 
Hosp.    Clin.   Faa.   Med.    Sao  Paulo   26(2):75-82, 
1971. 
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9390      CLINICAL  STUDY  OF  JUVENILE  PEPTIC  ULCER. 

(It.)   Docimo,  R,  (U.  Naples  Inst.  Gen. 
Clin.  Surg.,  Italy),  D,  Bruni  and  C.  Catanzano. 
Rase.    Int.    Clin.    Ter.    51 (lO) :583-592,  1971. 


9391      PLANNED  SURGICAL  TREATMENT  OF  CHRONIC 
DUODENAL  ULCER.   (Pol.)  Morel,  C.  J. 
(U.  Buenos  Aires  Brd  Dept.  Surg.,  Argentina). 
Pol.    Tyg.    Lek.    26(26)  :98A-985,  1971. 


9392      CONSERVATIVE  SURGERY  IN  100  PATIENTS 

WITH  BLEEDING  PEPTIC  ULCER.   (E.) 
Boulos,  P.  B.  (Univ.  Coll.  Hosp.  Med.  Sch., 
London),  J.  Harris,  J.  H.  Wyllie  and  C.  G.  Clark. 
Br.    J.    Surg.    58(1 1 ) :8l7-8l9,  1971. 


9'400      ATYPICAL  GASTRIC  RESECTION  WITH  HOSE 

CONSTRUCTION  FOR  THE  MANAGEMENT  OF  HIGH 
PENETRATING  ULCER  OF  THE  POSTERIOR  WALL.   (Ger.) 
Horntrich,  J.  (Reg.  Hosp.,  Cottbus,  Germany). 
Chirurg  kl{\):ll-hO,    1971. 


9^*01      LONG  TERM  RESULTS  IN  THE  SURGICAL 

TREATMENT  OF  THE  GASTRODUODENAL  ULCER. 
(E.)   Casal  ,  M.  A.  (City  Hosp.,  Buenos  Aires, 
Argentina),  M.  Gross  and  0.  J.  Papa.  Acta 
Gastroenterol.    Lat.   Am.    2(2):79-86,  1970. 


9^*02      INTRACTABILITY  OF  ULCERS  OF  THE  UPPER 

GASTRODUODENAL  TRACT.  (E.)  Powell, 
J.  R.  (Kaiser  Found.  Hosp.,  Richmond,  Calif.). 
Am.   J.    Gastroenterol.    56 (6) :501 -51 1  ,  1971. 


9393 
s.  p. 

p.  M. 
1971. 


SITUS  INVERSUS  TOTALIS  WITH  PERFORATION 
OF  A  DUODENAL  ULCER.   (E.)   Hughes, 
F.  (Roy.  Postgrad.  Med.  Sch.,  London)  and 
Perry.  Br.    J.    Clin.   Praat.    2S{\0)  •.h(>k-k(>5. 


9^03      STATE  OF  THE  PROTE IMOGEN  I C  FUNCTION  OF 

THE  LIVER  IN  COMPLICATED  PEPTIC  ULCER 
BEFORE  AND  AFTER  GASTRIC  RESECTION.   (Rus.) 
Petrovich,  E.  N.  Zdravookhr.   Beloruss.    17(7): 
23-25,  1971. 


939'*      REGENERATION  OF  THE  GASTRIC  EPITHELIA 

IN  MICE.  AN  ELECTRON  MICROSCOPIC  STUDY. 
(E.)   Tahara,  E.  (Univ.  Sch.  Med.,  Hiroshima,  Japan), 
Hiroshima  J.   Med.    Sai.    20(1-2) :65-99,  1971. 


3kOh  REPEAT  GASTRECTOMIES  FOR  PEPTIC  ULCER. 

(Rus.)   D'iachenko,  P.  K.  and  M.  F. 
Mazurik.  Vestn.    Khir.    107(7)  :  18-22 ,  1971. 


9395      GASTROCOLIC  FISTULA  SECONDARY  TO  A 

BENIGN  GASTRIC  ULCER:   A  CASE  REPORT 
AND  A  REVIEW  OF  THE  LITERATURE.   (E.)   Haimov,  M. 
(City  Hosp.  Ctr.,  Elmhurst,  N.  Y.),  G.  Garami  and 
A.  Belman.  Mt.    Sinai  J.    Med.    lZ{k)  •.kOO-kOk ,    1971. 


9^105      HISTAMINE  FORMATION  IN  PATIENTS  WITH 

PEPTIC  ULCER  AND  CHRONIC  GASTRITIS  AND 
ITS  CHANGES  UNDER  THE  INFLUENCE  OF  TREATMENT. 
(Rus.)   Eidelman,  F,  M.  Ter.    Arkh.    '*3  (6)  :3'*-37, 
1971. 


9396      POSTOPERATIVE  PEPTIC  ULCERS.   (Fr.) 

Boustany,  F.  N.  (French  Sch.  Med., 
Beirut,  Lebanon).  J.   Med.    Liban.    2i»(2) :  173-191  , 
1971. 


9^)06      GASTRIC  ULCER  IN  SOUTH  AUSTRALIA,  195't- 
1963.   II.   SYMPTOMATOLOGY  AND  RESPONSE 
TO  TREATMENT.   (E.)  Alp,  M.  H.  (Queen  Elizabeth 
Hosp.,  Adelaide,  Australia),  I.  G.  Hislop  and 
A.  K.  Grant.  Med.   J.   Aust.    1 (7) :372-375,  1971. 


9397      LATE  RESULTS  OF  MODIFIED  BILLROTH  I 
OPERATION  IN  THE  TREATMENT  OF  ULCER 
PATIENTS.   (Ger.)   Lazar,  D.  (City  Hosp., 
Nagykanizsa,  Hungary).  Chirurg  k2  (8) :  372- 'i7  5 , 
1971. 


9^(07      PIGMENT-FORMING  AND  EXCRETORY  FUNCTION 

OF  THE  LIVER  IN  PATIENTS  WITH  PEPTIC 

ULCER.   (Riis.)   Belskaia,  T.  D.  Ter.    Arkh. 
'*3(6):32-3'»,  1971. 


9398      THE  RELATION  OF  LAMBLIASIS  AND  DUODENAL 

ULCER.   (PRELIMINARY  REPORT).   (Cz.) 
Kvasz,  L.  (Charles  U.  Sch.  Med.,  Bratislava, 
Czechoslovakia).  Cesk.   Pediatr.    26(^4) :  183-18^, 
1971. 


9399      BASELINE  GASTRIC  SECRETION  AND  PRE- 
OPERATIVE STUDY  OF  HYDROCHLORIC  ACID 
SECRETION  IN  THE  SURGICAL  TREATMENT  OF  PEPTIC 
ULCER.   (Sp.)   Diez  Gascon,  A.,  J.  Vidal  Sans 
and  J.  Guerrero.  Baraelona  Quir.    15  (3) =221-237, 
1971. 


9AO8      MAST  CELL  APPARATUS  OF  THE  GASTRIC 

MUCOSA  IN  DUODENAL  ULCER.   (Rus.) 
Fisher,  A.  A.  and  Z.  K.  Lopunova.  Ter.    Arkh. 
A3(6):29-32,  1971. 


9'409 


V.  A. 


9AIO 


STATE  OF  ARTERIAL  HEMODYNAMICS  IN  PEPTIC 
ULCER.   (Rus.)   Komarov,  F.  I.  and 
Bushlia.  Ter.    Arkh.    ^43(6)  :  1  7-22  ,  1971. 


SOME  INDICES  OF  FAT  METABOLISM  IN 
PATIENTS  WITH  PEPTIC  ULCER.   (Rus.) 
Vainshtein,  S.  G.  Ter.   Arkh.    43(6) :22-25,  1971 


111'* 


PEPTIC  ULCERS 


9411      GASTRIC  ULCERS:   THE  CASE  FOR  SURGICAL 

MANAGEMENT.   (E.)   Strode,  J.  E. 
Straub  Clin.    Proa.    37(1 )  :2'*-29,  1971. 


9'tl7      ACUTE  PEPTIC  ULCERS.   (Cz.)   Hejnal  ,  J. 

(Inst.  Clin.  Exp.  Surg.,  Prague),  L. 
Hejhal,  K.  Soudek  and  P.  Firt.  Roshl.    Chir. 
50(4):179-187,  1971. 


9'»12      THE  EFFECT  OF  ENVIRONMENTAL  FACTORS  IN 

THE  ARCTIC  ON  THE  PREVALENCE,  EVOLUTION 
AND  SURGICAL  TREATMENT  OF  GASTRIC  AND  DUODENAL 
ULCER  IN  THE  MAGADAN  REGION.   (Rus.)   Chudinov, 
V.  S.  Sov.    Med.    3'*(5)  :57-60,  1971. 


9^18      A  REVIEW  OF  GASTRODUODENAL  PATHOLOGY 

IN  BUSOGA  DISTRICT,  UGANDA.   (E.) 
Hancock,  B.  D.  (Kamuli  Mission  Hosp.,  Busoga, 
Uganda).  East  Afr.    Med.    J.    '*8(3) :  103-108,  1971 


3k\3  TREATMENT  OF  PATIENTS  WITH  GASTRIC  AND 

DUODENAL  ULCER  IN  THE  LIGHT  OF  CURRENT 
CONCEPTS.   (Rus.)   Maiat,  V.  S.  Sov.    Med.    34(5): 
3-9,  1971. 


9419 


IN  VITRO  INVESTIGATIONS  OF  NEUTRALIZING 


AND  ANTIPEPTI-C  PROPERTIES  OF  SOME  SPA 
PRODUCTS.   (Pol.)   Pawelczak,  M.  (Skrytka  Pocztowa 
1027,  Poznan,  Poland).  Balneol.    Pol.    16(1-2): 
35-39,  1971. 


9414      PATHOGENESIS  OF  HEPATOGENIC  ULCER. 

(Ger.)   Gheorghiu,  T.  (U.  Cologne  Med. 
Clin.,  Germany),  H.  Frotz  and  H.  J.  Klein.  Praxis 
60(4l):1368-1374,  1971. 


9415      CARCINOMA  OF  THE  GASTRIC  STUMP  AFTER 

GASTRECTOMY  FOR  ULCER.   ROENTGENOLOGIC 
APPEARANCES.   (Fr.)   Haehnel,  P.  (CHU  Gen.  Surg. 
Serv. ,  Strasbourg,  France),  J.  Seror  and  D. 
Jaeck.  J.   Radiol.    Electrol.   Med.    Nual.    52(6-7): 
383-386,  1971. 


9420      COMPARISON  OF  THE  EXPERIMENTAL  ULCERO- 
GENIC EFFECTS  OF  INDOMETHACIN  AND  OTHER' 
ANTI- INFLAMMATORY  DRUGS.   (Ger.)   Bonomo,  L.  (U. 
Bari  Med.  Clin.,  Italy)  and  A.  Tursi.  Arzneim, 
Forsah.    21 (l la) : I8l2-l8l5,  1971. 


9421      HUMORAL  MECHANISM  OF  ULCER  RESISTANCF 

OF  THE  ORGANISM  ADAPTED  TO  PHYSICAL 
EXERCISE.   (E.)   Frenkel,  R.  (Semmelweis  Med.  U. , 
Budapest).  Acta  Med.   Acad.    Sai.    Hung.    28(1): 
69-73,  1971. 


9416      SEGMENTAL  GASTRIC  RESECTION  AND  VAGOTOMY 

IN  DUODENAL  ULCER.   (Ger.)   Largiader, 
F.  (Univ.  Surg.  Clin.  A,  Zurich,  Switzerland). 
Sohueiz.   Med.    Wochensohr.    101  (33) : 1204-1207,  1971. 


9422      SELECTIVE  PROXIMAL  VAGOTOMY  WITH  AND 

WITHOUT  PYLOROPLASTY  IN  THE  TREATMENT 
OF  DUODENAL  ULCER.   (E.)   Hedenstedt,  S.  (Nacka 
Hosp.,  Stockholm,  Sweden)  and  S.  Moberg.  Aata 
Chir.   Soand.    137(6) :547-550,  1971. 


See  also  numbers:   9427,  9839,  9852 
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91*23      SELECTIVE  ARTERIOGRAPHY  DURING  THE 

HEMORRHAGIC  PHASE  OF  NON-DILATED 
ANGIOMAS  OF  THE  JEJUNUM.   (Fr.)   Lagache,  G. 
(CHU  Surg.  Clin.,  Lille,  France),  C.  Proye,  J.  P. 
Mail  lard  and  J.  Chevert.  kota  Gastroenterol. 
Belg.    3'4(8-9):633-6'43,  1971. 

Selective  arteriography  during  a  period  of  active 
hemorrhaging  permitted  the  first  demonstration 
of  the  presence  of  2  submucosal,  non-dilating 
angiomas  in  the  wall  of  the  jejunum  of  a  19-yr- 
old  boy  who  was  experiencing  a  third  major 
episode  of  hematemesis  and  malena  in  five  and  one- 
half  yr.   At  the  time  of  report  the  patient  had 
been  symptom-free  for  7  months  following  surgery 
and  discharge  from  the  hospital.   The  report  is 
supplemented  by  a  review  of  the  available 
literature  (38  references)  concerning  this  re- 
latively rare,  vascular  anomaly. 


3hlk  STIMULATION  OF  GLYCOGENOLYS I S  BY  PURIFIED 

CHOLERA  EXOTOXIN  IN  DISRUPTED  CELLS. 
(E.)   Zieve,  P.  D.  (Baltimore  City  Hosps.,  Md.), 
N.  F.  Pierce  and  W.  B.  Greenough,  III.  Johns 
Hopkins  Med.   J.    129(6) :299-303,  1971. 

Platelet  lysates  were  prepared  from  normal  human 
volunteers  and  liver  homogenates  from  normal  male 
Wistar  rats  for  in  vitro  studies.   For  in  vivo 
studies  from  purified  cholera  toxin  (2  yg  in  0.2 
ml)  was  injected  into  the  tail  vein  of  ICR  adult 
mice,  who  were  sacrificed  after  7  hr.   The  livers 
were  removed  for  the  preparation  of  homogenates. 
In  the  in  vitro  preparations,  after  15  min  of 
incubation  at  37°C  with  purified  cholera  exotoxin 
(0.5  yg/ml  final  concentration),  the  rate  of 
glycogenolysis  had  increased  by  "idX    in  platelets, 
and  61^  in  liver  homogenates.   No  effect  was  seen 
when  the  toxin  had  been  boiled  for  10  min. 
Glycogenolysis  was  not  altered  by  cholera  toxin 
in  washed  unlysed  platelets.   In  the  in  vivo 
preparations,  the  glycogen  content  of  the  liver 
was  depressed  in  rats  receiving  the  toxin  i  .v. 


9'»25      ULCERATION  AND  OBSTRUCTION  IN  AN  ANTI- 
PERISTALTIC JEJUNAL  SEGMENT  OF  EXCESSIVE 
LENGTH.   (E.)   Herrington,  J.  L.,  Jr.  (Vanderbilt 
U.  Med.  Ctr.,  Nashville,  Tenn.).  Am.    J.    Surg. 
122(6):825-828,  1971. 

A  6l-yr-old  woman  with  gastric  outlet  obstruction 
resulting  from  ulceration  and  stenosis  in  an 
antiperistaltic  jejunal  segment  interposed  6  yr 
previously  for  treatment  of  the  dumping  syndrome 
is  presented.   The  antiperistaltic  jejunal  seg- 
ment, measuring  15  cm  in  length,  was  unquestionably 
too  long.   The  patient  remained  almost  symptom- 
free  for  5  yr  after  construction  of  the  jejunal 
reversal  segment.   When  symptoms  did  recur  they 
were  at  first  mild  and  gradual  in  onset.   Stasis, 
ulceration,  and  stenosis  of  the  interposed  seg- 
ment resulted  in  the  observed  obstruction.  At 


reoperation  the  hypertrophy  and  thickening  of  the 
reversal  segment  were  considerably  more  marked 
at  its  proximal  end  near  the  gastric  remnant 
which  was  left  after  a  previous  Billroth  II 
resection.  The  mucosal  ulcerations  were  also 
more  prominent  in  the  portion  of  the  reversal 
segment  nearest  the  stomach.  The  segment  was 
replaced  by  a  segment  of  shorter  length.  Thus, 
insertion  of  an  antiperistaltic  jejunal  segment 
not  exceeding  8-10  cm  in  length  for  the  treatment 
of  severe  dumping  symptoms  is  recommended. 


9i*26      LONG-TUBE  GASTROSTOMY  WITH  INTERNAL 

INTESTINAL  SPLINTING  IN  INFLAMMATORY 
DISEASE  OF  THE  SMALL  INTESTINES.   (E.)   Thow, 
G.  B.  (Urbana,  111.).  Dis.    Colon  Rectum   15(1): 
7-10,  1972. 

A  technique  of  long  intestinal  tube  gastrostomy 
which  involves  internal  splinting  of  the  small 
intestine  is  described,  and  the  indications  for 
and  advantages  of  this  procedure  are   discussed. 
Indications  include  the  presence  of  extensive 
adhesions  or  the  necessity  for  a  second  operation 
for  adhesive  obstruction  when  additional  adhesions 
will  undoubtedly  be  present.   Internal  bowel 
splinting  is  also  indicated  for  regional  entero- 
colitis or  ulcerative  colitis,  for  the  Bricker 
ileal  conduit  procedure,  for  exenteration  or 
extensive  denuding  of  the  bowel,  and  for  small 
intestinal  anastomosis.   Long  tube  gastrostomy 
with  internal  intestinal  splinting  increases  the 
safety  of  dissection  of  distended  edematous 
inflamed  bowel  and  the  technic  is  essentially 
free  of  the  complications  involved  in  suture- 
plication  procedure.   The  number  of  anastomoses 
that  can  be  done  is  also  increased  with  preserva- 
tion of  an  increased  amount  of  normal  intervening 
small  intestine  in  regional  enteritis.   Inflation 
of  the  bowel  by  a  soft  ballon  to  facilitate 
dissection  in  navigating  the  bowel  is  also 
suggested. 


31^27  INTESTINAL  OBSTRUCTION  DUE  TO  ANTACID 

TREATMENT  FOR  DUODENAL  ULCER:   REPORT 
OF  A  CASE.   (E.)   Levinsky,  L.  (Beilinson  Hosp. 
Med.  Sch.,  Petach  Tiqva,  Israel)  and  I.  Urea. 
Dis.    Colon  Rectum   15(0:55-56,  1972. 

A  case  of  intestinal  obstruction  which  occurred 
in  a  58-yr-old  male  as  a  result  of  antacid  therapy 
in  the  treatment  of  duodenal  ulcer  is  reported. 
A  week  before  admission  he  began  to  suffer  from 
more  severe  peptic  ulcer  symptoms  than  usual  (he 
had  the  ulcer  for  26  yr)  and  took  his  antacid 
mixture  every  hour  in  large  quantities,  instead 
of  after  each  meal.  Three  days  before  admission 
his  abdomen  became  distended,  with  colicky 
abdominal  pain,  and  defecation  ceased.   An  X-ray 
of  the  abdomen  showed  radiopaque  masses  in  the 
large  intestine,  with  distention  and  fluid  levels 
in  the  small  intestine.  A  diagnosis  of  mechanical 
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obstruction  of  the  large  intestine  by  concretions 
was  made.   The  concretions  were  thought  to  have 
resulted  from  over-ingestion  of  the  antacid  powder 
which  contained  benzocaine,  belladonna,  magnesium 
oxide,  bismuth  carbonate,  codeine  phosphate,  and 
sodium  bicarbonate.   The  patient  was  successfully 
treated  with  i.v.  fluids  and  repeated  enemas. 


9A28      CLINICAL  ASPECTS  OF  CHRONIC  INTESTINAL 
ISCHEMIA.   (Ger.)   Stopik,  D.  (Free  U. 
Berlin.  Westend  Clin.),  H.  Frisius,  B.  KrUger, 
F,-W.  Mielke,  K.  E.  Hampel  and  H.  Sonderkamp. 
Dtsah.   Med.    Woohensohr.    96(45) :  1  7'»9- 1755,  1971. 


The  importance  of  detailed  an 
with  upper  abdominal  symptoms 
causes  is  demonstrated.   Six 
intestinal  ischemia  presentin 
ties  are  described.   Dependin 
degree  of  stenosis  and  vascul 
patients  were  treated  either 
vention  {k   of  6)  or  conservat 
Good  results  were  obtained  wh 
was  made  early.   In  all  6  pat 
clinical,  biochemical  and  rad 
methods  had  failed  to  reveal 
of  severe  symptoms. 


9'»29 


giography  in  patients 

from  undiagnosed 
cases  of  chronic 
g  diagnostic  difficul- 
g  on  extent  and 
ar  changes,  the 
by  surgical  inter- 
ive  measures  (2  of  6). 
en  correct  diagnosis 
ients  the  usual 
iological  diagnostic 
the  underlying  cause 


FREE  OMENTUM  TRANSPLANT  FOR  THE  TREAT- 
MENT OF  INTESTINAL  ISCHEMIA.   (Pol.) 
Go/ab,  W.  (Med.  Acad.  1st  Surg.  Clin.,  Zabrze, 
Poland)  and  K.  Smigla.  Pol.    Przegl.    Chir.    '»3(9): 
1373-1377,  1971. 

Grafting  of  the  free  omentum  between  the  abdominal 
aorta  and  intestinal  arcades  for  treatment  of 
intestinal  ischemia  resulting  from  disseminated 
atherosclerosis  of  mesenteric  blood  vessels  in  a 
59-yr-old  patient  is  described.   The  patient  died 
9  days  after  surgery  from  pneumonia,  but  histo- 
pathologic examination  revealed  good  viability 
with  excellent  revascularization  and  innervation 
of  the  graft  which  grew  into  the  surrounding 
tissues.   The  surprisingly  good  revascularization 
capacity  of  free  omentum  transplants  is  briefly 
di  scussed. 


with  the  Noble  plication,  2  patients  are  satisfied 
and  have  occasional  colic  pain,  1  patient  is 
dissatisfied  with  the  results  and  2  patients  died 
during  the  follow-up  but  were  free  of  abdominal 
symptoms.   Single  silk  sutures  placed  at  the 
mesenteric  border  are  recommended  and  the  pockets 
of  the  mesenteric  root  should  be  closed  un- 
conditionally.  Of  the  ^4  observed  recurrences, 
3  could  be  attributed  to  failure  to  observe  these 
guidelines.   The  Noble  plication  method  is 
indicated  in  recurrent  intestinal  obstruction 
due  to  adhesions  and  extensive  serosal  lesions. 


9^431       INTERRELATIONSHIPS  OF  INTUSSUSCEPTION 

AND  THE  INTEGUMENTARY  SYSTEM.   (E.) 
Greenstein,  A.  J.  (City  U.  Mt.  Sinai  Sch.  Med., 
New  York,  N.  Y,),  R.  A.  Beck  and  A.  E.  Kark. 
Surg.    Gyneaol.    Obstet.    133(6)  :999-1000,  1971. 

The  recognition  of  ileoileal  or  jejunoileal 
intussusception  and/or  underlying  tumor  prior  to 
surgery  is  difficult  and  perplexing.   Previous 
clues  that  have  aided  in  this  diagnosis  have 
included  a  prior  intussusception,  age  of  incidence, 
recent  removal  of  a  long  intestinal  tube  and 
radiological  signs  of  cupping,  coil  spring  look 
of  the  distal  ileum  and  the  crescentic  termination 
or  pitchfork  appearance  of  the  barium  enema.   The 
skin  and  mucous  membranes  can  also  be  used  to 
aid  in  the  diagnosis  of  these  conditions.   Multiple 
neurogenic  tumors  of  the  intestine  are  often 
associated  with  neurofibromatosis  and  the  cafS  au 
lait  spots  of  this  disease  aid  the  diagnosis. 
Other  skin  abnormalities  include  melanin  pig- 
mentation in  the  Peutz-Jeghers  syndrome,  the 
tumor  masses  of  Gardner's  disease,  and  the 
alopecia,  nail  atrophy  and  hyperpigmentation  of 
the  Cronkhite  and  Canada  syndrome  variants. 
Malignant  lesions  in  the  small  intestine  are 
also  associated  with  skin  manifestations  of 
melanoma,  the  malignant  reticuloses,  and  the 
seborrheic  warty  lesions  of  colonic  neoplasia. 
The  presence  of  argentaffi nomas  is  detected  by 
flushing,  and  various  bleeding  diatheses  precede 
intramural  hematoma  formation.   Recognition  of 
these  conditions  allows  for  early  operative 
i  ntervention. 


9A30      NOBLE  PLICATION  FOR  INTESTINAL  OBSTRUCTION, 

(E.)   Bergqvist,  D.  (Univ.  Hosp., 
Uppsala,  Sweden)  and  U.  Krause.  Saand.   J.    Gastro- 
enterol.   6(8):699-705,  1971. 

Twenty-five  of  27  patients  who  underwent  Noble 
plication  for  obstruction  of  the  small  intestine 
were  followed  for  periods  ranging  from  2-20  yr. 
One  patient  died  in  the  immediate  postoperative 
period.   The  average  length  of  time  between  the 
primary  operation  and  the  plication  was  7.^   yr 
(0-45  yr  range).   In  17  patients  plication  of 
the  entire  small  intestine  was  performed,  and  in 
10  patients  plication  of  different  lengths  was 
carried  out.   The  end  result  of  the  follow-up 
was  that  19  patients  were  completely  satisfied 


9432      A  CASE  OF  INTRALUMINAL  DUODENAL 

DIVERTICULUM.   (Fr.)   Hoang,  N.  D. 
(Binh-Dan  Hosp.,  Saigon,  South  Vietnam)  and  N,  T. 
Lan.  Aroh.    Fr.   Mai.   App.    Dig.    60 (l 0-1 1 ) :553-558, 
1971. 

In  a  21-yr-old  man,  an  intraluminal  duodenal 
diverticulum  resembled  the  gallbladder  in  both 
size  and  shape,  when  filled  with  barium,  and  was 
clearly  demarcated  by  a  thin,  clear  border, 
formed  by  the  diverticular  wall.   (This  wall,  in 
turn,  was  formed  by  the  adhesion  of  2  layers  of 
mucosa,  with  no  other  tissue  involved).   However, 
when  partially  filled  by  alimentary  debris  or 
fluid,  insufficient  barium  was  introduced  to 
permit  its  visualization.   When  first  coated  with 
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barium,  it  measured  1  by  2  cm.   In  response  to 
barium  filling,  it  expanded  within  a  few  min  to 
i*  by  7  cm  and  finally  dilated  to  reach  the  full 
diameter  of  the  duodenum,  accompanied  by  pro- 
gressive thinning  of  the  diverticular  wall  until 
the  image  of  the  diverticulum  was  completely 
obscured  by  that  of  the  duodenum. 


3^33  A  STUDY  OF  THE  SERUM-MUCOSAL  TRANSFER 

OF  UREA  IN  THE  INTESTINE  OF  PATIENTS 
WITH  CHRONIC  UREMIA.   (Fr.)   Sraer,  J.-C.  (Tenon 
Hosp.,  Paris),  J.-C.  Rambaud,  J. -J.  Bernier  and 
G.  Richet.  Aroh.    Fr.   Mai.   App.    Dig.    60(8-9, 
Suppl.  3):211-218,  1971. 

Ten  patients  with  chronic  renal  insufficiency 
underwent  double  catheter  intubation  of  the 
duodenum  (l  of  10),  jejunum  (6  of  10)  or  ileum 
(3  of  10),  using  '♦  different  perfusates.   Each 
contained  saline  and  polyethylene  glycol,  plus  1 
of  the  possible  combinations  of  glucose  or 
lactose  with  calcium  or  magnesium  chloride.   Urea 
concentrations  were  significantly  higher  in  the 
jejunum  and  duodenum,  as  compared  to  the  ileum. 
The  ratio  of  the  urea  concentration  in  intestinal 
fluid  to  Its  serum  concentration  at  the  same  site 
was  0.80  in  the  central  and  lower  portions  of 
the  jejunum,  0.65  and  0.55  in  the  lower  jejunum 
and  duodenum,  resp.;  0.17  in  the  ileum,  with 
virtually  no  evidence  of  transfer  in  the  lower 
portion  of  the  ileum.  The  flux  of  both  urea  and 
Intestinal  fluid  varied  in  similar  fashion.   It 
Is  concluded  that  the  serum-mucosal  transfer  of 
urea  in  the  small  Intestine  was  directly  related 
to  both  its  serum  concentration  at  a  given  site 
and  the  net  flux  of  intestinal  fluid  at  that 
same  site.   The  net  flux  of  intestinal  fluid.  In 
turn,  appeared  to  be  essentially  dependent  on 
the  transfer  of  sugars:   for  example,  it  was 
greatest  (and  the  net  transfer  of  urea  was  greatest) 
at  sites  in  the  jejunum  where  malabsorption  of 
lactose  from  the  perfusate  was  demonstrated. 


3k3k  INTUSSUSCEPTION  IN  A  COMMUNITY  HOSPITAL. 

A  REVIEW  OF  FIFTY  CASES.   (E.)   Kerry, 
R.  L.  (St.  Joseph  Mercy  Hosp.,  Ann  Arbor,  Mich.). 
Am.   J.    Surg.    122(i»)  :536-539,  1971. 


9i»35      AN  INTERESTING  CASE  OF  INTESTINAL 

OBSTRUCTION.   (E.)   Daftary,  M,  (U. 
Isfahan  Sch.  Med.,  Iran)  and  A.  A.  Khan.  J. 
Abdom.    Surg.    13(7) : l6l -162,  1971. 


9436      STATISTICS  ON  SURGICALLY  LOCALIZED 

ILEUM.   (Ger.)   Giehl  ,  H.  J.  (Altstadt 
Reg.  Hosp.,  Magdeburg,  Germany).  Zentralbl.    Chir. 
96(32): 1092-1 104,  1971. 


9^37      THE  CLINICAL,  RADIOLOGICAL  AND  OPERATIVE 

DIAGNOSIS  OF  THE  DIFFICULT  DUODENAL 
STUMP.   (Sp.)   Deschamps,  J.  H.  (Sch.  Med.  Scl., 


La  Plata,  Argentina),  A.  Gallesio  and  S.  Platlnl 

Prensa  Med.   Argent.    58(15)  :783-785,  1971. 


9't38      A  SIMPLIFIED  TECHNIC  OF  HYPOTONIC 

DUODENOGRAPHY.   (Sp.)   Rainoldi,  J.  I 
(Sch,  Med.  Sci.,  Rosario,  Argentina)  and  I. 
Palonsky.  Prensa  Med.   Argent.    58(1'»)  :730-733, 
1971. 


9i*39      INTESTINAL  OBSTRUCTION  FOLLOWING  UROLOGIC 

OPERATIONS.   (Pol.)   Korzycki ,  J.  (Med. 
Acad.  1st  Surg.  Clin,,  Lodz,  Poland)  and  L.  Jeromln. 
Pol.   Przegl.    Chir.    '♦3  (6A) :  1001-1006,  1971. 


SkkO  GASTRODUODENAL  TUBERCULOSIS.   (Fr.) 

Leng  Levy,  J.,  J.  Aubertin  and  B.  Leng. 
Bordeaux  Med.    *»  C*) :  1033-1052,  1971. 


Skk]  NEONATAL  NECROTIZING  ENTEROCOLITIS: 

OLD  PIT  FALL  OR  NEW  PROBLEM?   (E.) 
Fetterman,  G.  H.  (Child.  Hosp.,  Pittsburgh,  Pa.) 
Pediatrics   48(3)  :3'»5-3't8,  1971. 


3khl  A  RADIOLOGICAL  AND  CLINICAL  STUDY  OF 

DUODENAL  DIVERTICULUM.   (Jap.)   Kurokawa, 
S.  (Univ.  Sch.  Med,,  Niigata,  Japan).  Nippon 
Igaku  Hoshasen  Gakkai  Zasshi    (Nippon  Acta  Radiol.) 
3l(3):2'»l-252,  1971. 


<ihkl  A  REVIEW  OF  22  CASES  OF  PRIMARY  CARCINOMA 

OF  THE  SMALL  INTESTINE.   (it.) 
Vasario,  U.  (Maggiore  Hosp.,  San  Giovanni  Battlsta, 
Italy),  F.  Glordanengo,  A.  Oliaro  and  V,  Simonettl. 
Minerva  Chir.    26(12) :653-666,  1971. 


<^h,h,h  GASTRODUODENAL  INTERPOSITION  OF  A  SEG- 

MENT OF  THE  JEJUNUM,   (Por.)   De  Araujo 
Telxeira,  A.  M.  (Sch,  Med,,  Porto,  Portugal). 
Medico    (Porto)    59(1031 ): 801 -821 ,  1971. 


9it45      NECROTIZING  ENTERITIS.  (E.)   Mukherjee, 

A.  P.  (U,  Malaya  Dept,  Med,.  Kuala  Lumpur), 

W,  C.  Foong  and  B.  R.  Ferguson.  Med.    J.    Malaya 
25('4):285-287,  1971. 


3hki>  PROBLEMS  OF  DIAGNOSIS  IN  JEJUNAL 

FIBROMYOMA  (CASE  REPORT).   (Rum.) 
Nicolaescu,  T. ,  E.  Bittman  and  S.  Schiau.  Med. 
Interna   (Bucur.)    23(5)  :627-632,  1971. 


9'4'*7 
Magy. 


PEUTZ-JEGHERS  SYNDROME.   (Hun.) 
Simonyl ,  I.,  J.  Horvath  and  T.  Balazs. 
Belorv.   Arch.    2't(1 ):  19-22,  1971. 

INTESTINAL  OBSTRUCTION  SIMULATING 
ACUTE  INFECTIOUS  DISEASES.   (Rus.) 
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Rozanov,  B. 
1971. 


S.  Khirurgiia   (Mask.)   k7 (7)  ■■^-'\0, 


9Ai*9 

(E.) 

land) 

1971. 


LACTOBACILLUS  CASE  I  TABLETS  IN  THE 
TREATMENT  OF  INTESTINAL  INFECTION. 
Alexander,  J.  G.  (Roy.  Infirm.,  Hull,  Eng- 
.  J.   R.    Coll.    Gen.   Praatit.    21  (l  1 1 )  :623-62'», 


9^50      FAMILIAL  MULTIPLE  LEVEL  INTESTINAL 
ATRESIAS:   REPORT  OF  TWO  SIBLINGS. 
(E.)  Mishalany,  H.  G.  (American  U.  Beirut  Sch. 
Med.,  Lebanon)  and  V.  M.  Kaloustian.  J.    Pediatr. 
79(1):124-125,  1971. 


9'»59      CAUSES  OF  LATE  ADMISSION  TO  HOSPITAL  OF 

PATIENTS  WITH  INCARCERATED  HERNIAE. 
(Rus.)  Kovalev,  D.  N.  Zdravookhr.  Beloruss. 
17(6):'»l-'ti),  1971. 


gi^SO      ANGIOGRAPHIC  DIAGNOSIS  OF  INTESTINAL 

BLEEDING.   (Slovene)   Stropnik,  J. 
(Inst.  Roentgenol.,  Ljubljana,  Yugoslavia)  and  I 
Obrez.  Zdrav.    Vestn.    '*0(7-8)  :283-287,  1971. 


9'46l      THE  CLINICAL  SYMPTOMATOLOGY  OF  IN- 
TUSSUSCEPTION IN  CHILDREN.   (Ger.) 
Muhlbacher,  I.  (Pediatr.  Hosp,,  Linz,  Austria). 
Wien.   Med.    Woahensahr.    121  (33-35)  :601 -60'* ,  1971. 


9^51 


9'»52 


DUODENAL  ANGIOSARCOMA.   (Sp.)   Flores, 
M.  R.  Dia  Med.    i(3(l  7)  :'t09-'»10,  1971. 


THE  SHORT  GUT  SYNDROME.   PATHOPHYSIOLOGY 
AND  TREATMENT.   (E.)   Wright,  H.  K. 

(Yale  U.  Sch.  Med.,  New  Haven,  Conn.)  and  M.  D. 

Tilson.  CuTT.   Probl.   Surg.    51  (6):  1-51,  1971. 


9'«53      ATRESIA  OF  THE  SMALL  INTESTINE.   (Fr.) 

Bondonny,  J.  M.  (Pediatr.  Hosp.,  Bordeaux, 
France),  J.  Lasserre  and  I.  Strzelecki.  Ann. 
Chir.    Infant.    12(3) : 23 1-237,  1971. 


SkS'i  A  PSEUDO  PEUTZ  JEGHERS  SYNDROME: 

JUVENILE  POLYPOSIS  OF  THE  JEJUNUM  IN  A 
GIRL  AGED  10.   (Fr.)   Gruner,  M.  (Trousseau  Hosp. 
Paris),  J.  C.  Gueriot  and  E.  Boccon  Gibod.  Ann. 
Chir.   Infant.    12(3) : 1 89- 196,  1971. 


9^55      ON  THE  TECHNIQUE  OF  SMALL  INTESTINE 
BIOPSY  BY  A  SUCTION  BIOPSY  CATHETER 
INTRODUCED  RECTALLY.   (Ger.)   Deyhle,  P.  (U.  Med. 
Clin.,  Erlangen,  Germany),  H.  Koch  and  M.  Classen. 
Dtsah.   Med.    Woohensohr.    96(31 ): 1272-1275,  1971. 


9A56      ATRESIAS  OF  THE  SMALL  INTESTINE.   (Fr.) 

Daudet,  M.  (Edouard  Herriot  Hosp.,  Lyon, 
France),  A.  Pichon,  J.  P.  Chappuis  and  M.  Crouzet. 
Cah.   Med.    Lyon.    '*7(22)  :2395-2'*17,  1971. 


9'»57      LEIOMYOSARCOMA  OF  THE  DUODENUM.   (E.) 

McBrien,    M.    P.    (St.    Peter's   Hosp., 
Chertsey,    England)    and    P.    E.    M.    Jarrett.      Br.    J. 
Surg.    58(9):685-689,    1971. 


g'jSS      HIGH  ILEUS  OF  THE  SMALL  INTESTINE 

CAUSED  BY  LYMPHOGRANULOMATOSIS  OF  THE 
RETROPERITONEAL  LYMPH  NODES.   (Rus.)   Krysko, 
V.  T.  Zdravookhr.    Beloruss.    17(6): 79,  1971. 


9'»62      ILEUS  DUE  TO  ILEOCECAL  INTUSSUSCEPTION 

CAUSED  BY  LIPOMA  WITH  COEXISTENCE  OF 
MECKEL'S  DIVERTICULUM.   (Pol.)   Formejster,  I. 
(Wagrowiec  Hosp.,  Poland)  and  R.  Mattern,  Wiad. 
Lek.    2'*(11):1101  ,  1971. 


9'»63      CONDITION  OF  THE  SMALL  INTESTINE  IN 

CHRONIC  HEPATITIS  AND  CIRRHOSIS  OF  THE 
LIVER.   (Rus.)   lakhontova,  0.  I.  and  L.  N. 
Valenkevich.  Ter.   Arkh.    '(3  (6)  :69-73,  1971. 


3k6k  MECHANICAL  INTESTINAL  OBSTRUCTION  IN 

THE  EARLY  POSTOPERATIVE  PERIOD  FOLLOWING 
GASTRIC  RESECTION.   (Rus.)   Gritsman,  I.  I,, 
I.  L.  Rozanov  and  I.  I.  ludin.  Sov.   Med.    JHJ)  : 
82-85,  1971. 


9'»65      JEJUNAL  DIVERTICULOSIS.   (E.)   Goldowsky, 

S.  J.  and  E.  Sharp.  RI  Med.    J.    S^(S): 
'*13-'<16,  1971. 


9't66      INTESTINAL  RADIATION  EFFECT.   RADIATION 

INJURY  TO  THE  SMALL  INTESTINE:   REPORT 
OF  ONE  CASE  WITH  OBSTRUCTION  THIRTY  YEARS  AFTER 
TREATMENT.   (E.)  Cauble,  W.  G.  (Wesley  Med. 
Cent.,  Wichita,  Kans.)  and  R.  Page.  J.   Kans.   Med. 
Soo.    72(9):390-382,  1971. 


9'467      ISCHEMIC  JEJUNITIS  CAUSED  BY  THROMBOSIS 

OF  THE  SUPERIOR  MESENTERIC  ARTERY. 
(Dut.)   De  Schepper,  A,  (Stuivenberg  Gen.  Hosp., 
Antwerp,  Belgium).  J.    Beige  Radiol.    5'*(5)  :651-659, 
1971. 


9^*68      HENOCH  SCHONLEIN'S  PURPURA:   A  REPORT 

OF  TWO  CASES  WITH  ROENTGENOGRAPH  I C 
FINDINGS  OF  THE  SMALL  INTESTINE.   (E.)   Vaeusorn, 
N.  (Siriraj  Hosp.,  Bangkok,  Thailand),  S.  Angkeow, 
C.  Kaewjinda  and  V.  Somboonvit.  Siriraj  Hosp. 
Gaz.    23(5):550-556,  1971. 
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9i»69      A  CASE  OF  ACUTE  ABDOMEN  IN  A  CHILD; 

INTESTINAL  INTUSSUSCEPTION.  (Sp.) 
Garrido  Lestache  Diaz,  J.  (Nino  Jesus  Hosp., 
Madrid).  Riv.  Chir.  Pediatr.  1 3  (2) : 1 33"! 52, 
1971. 


9i»70      PRIMARY  MALIGNANT  TUMOURS  OF  THE  SMALL 

INTESTINE.   ANALYSIS  OF  CASES  DIAGNOSED 
IN  FINLAND,  1953-1962.   (E.)   Vuori  ,  J.  V.  A. 
(U.  Turku  Dept.  Surg.,  Finland).  Acta  Chir. 
Soand.    137(6): 555-561,  1971. 


See  also  numbers:   9117,  9207,  9212,  9216,  9328,  9362,  9366,  9391.  9393,  9'*08,  9^.12,  9'*13,  9^*18,  9535, 
9551,  9782,  9839 


REGIONAL  ENTERITIS 


9/»71      THE  PRESENCE  OF  INFLAMMATORY  LEUCOCYTES 

IN  THE  RECTAL  MUCUS  OF  PATIENTS  WITH 
REGIONAL  ILEITIS.   (E.)   Riis,  P.  (Gentofte  Hosp.  , 
Hellerup,  Denmark)  and  P.  Anthonisen.  Seand.    J. 
Gastroenterol.    6(8) :719-721 ,  1971. 

Cytological  imprints  of  the  rectal  mucus  were 
taken  from  30  patients  with  Crohn's  disease  of 
the  small  intestine  without  colonic  involvement 
to  determine  if  the  inflammatory  process  in  the 
terminal  ileum  was  reflected  in  the  rectal  mucus 
by  the  presence  of  inflammatory  WBC.  Two-thirds 
of  the  patients  with  regional  ileitis  showed 
significant  numbers  of  inflammatory  cells  in  the 
mucosal  layer  by  the  first  diagnostic  contact. 
By  including  follow-up  examinations,  this  number 
increases  to  three-quarters.  The  dominating  cells 
were  neutrophils,  with  few  lymphocytes  and  practi- 
cally no  basophils,  eosinophils,  or  RBC.  While 
the  cells  were  often  collected  in  strands,  an 
even  distribution  was  also  seen.  Thus  a  positive 
result  may  be  an  important  indicator  of  organic 
disease  in  proximal  portions  of  the  intestinal 
tract. 


9A72      ABSORPTION  STUDIES  IN  PATIENTS  WITH 

CROHN'S  DISEASE  AND  IN  PATIENTS  WITH 
ULCERATIVE  COLITIS.   (E.)   Andersson,  H. 
(Sahlgrens  Hosp.,  Gothenburg,  Sweden),  G.  Doteval 1 , 
R.  Gillberg,  R.  Jagenburg  and  N.  G.  Kock.  Acta 
Med.    Soand.    190(5)  :'»07-'4lO,  1971. 

Of  50  patients  with  Crohn's  disease  only  1  had  an 
abnormally  low  D-xylose  absorption  value;  in  21 
patients  with  ulcerative  colitis  borderline 
values  were  found  in  k.       In  all  patients  (21) 
with  extensive  Crohn's  disease,  fecal  fat  excretion 
exceeded  18  g/72  hr  and  in  2/3  of  them  values  of 
more  than  30  g/hr  were  noted.   Fifty  percent  of 
both  patients  with  small  lesions  in  the  terminal 
ileum  and  those  with  ulcerative  colitis  had  an 
excretion  above  l8  g/72  hr.  A  decreased  vitamin^ 
Bi2  absorption  was  common  in  patients  with  Crohn's 


disease.   In  patients  with  ulcerative  colitis, 
kO%   had  borderline  values.   About  half  the 
patients  with  Crohn's  disease  and  one-fourth  of 
those  with  ulcerative  colitis  had  serum  folate 
values  below  3  mg/ml . 

9A73      NEW  ASPECTS  OF  THE  TREATMENT  OF  CROHN'S 

DISEASE.   (Fr.)   Geffroy,  Y_.  (Charles 
Nicolle  Hosp.,  Rouen,  France),  R.  Colin  and  P. 
Hecketsweiler.  Rev.    Prat.    (Paris)    21(15): 
2599-2612,  1971. 

<iklk  THE  EARLY  AND  LATE  RESULTS  OF  SURGICAL 

TREATMENT  FOR  CROHN'S  DISEASE.   (E.) 
De  Dombal,  F.  T.  (Gen.  Infirm.,  Leeds,  England), 
I.  Burton  and  J.  C.  Goligher.  Br.    J.    Surg. 
58(11):805-816,  1971. 


9^475 


GASTRIC  ACID  SECRETION  IN  CROHN'S 
DISEASE  IN  RELATION  TO  DISEASE  ACTIVITY 
AND  BOWEL  RESECTION.   (E.)   Fielding,  J.  F.  (Gen. 
Hosp.,  Birmingham,  England),  W.  T.  Cooke  and 
J.  A.  Williams.  Lanaet   1(7709) : 1 106-1108,  1971. 

9/»76      REGIONAL  ILEITIS.   (Fr.)   Girona,  G.  C. 
B.  Bonneville  and  J.  Miguet.  Grenohle 
Med.   Chir.    9(10) : 363-370,  1971. 

Skn  DUODENOCOLIC  FISTULA  AFTER  RIGHT-SIDED 

HEMICOLECTOMY  FOR  CROHN'S  REGIONAL 
ENTERITIS.   (Ger.)   Zehender,  K.  (Ruhr  U.  Essen 
Clin.,  Bochum,  Germany)  and  H.  B.  Makoski . 
ChimArg   '.2  (8)  :375-377  ,  1971. 


9*478 


SARCOIDOSIS  AND  CROHN'S  DISEASE.   (E.) 
Mitchell,  D.  N.  (Brompton  Hosp., 

London)  and  R.  J.  W.  Rees.  Proo.   R.    Soa.    Med. 

(>h{3):3hk-3k(>,   1971. 


See  also  numbers:   9521,  95'46,  9582 
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S'jyS      ABDOMINAL  LYMPHOMA  PRESENTING  WITH 
MALABSORPTION.   (E.)   Novis,  B.  H. 
(Groote  Schuur  Hosp.  ,  Cape  Town,  South  Africa), 
S.  Bank,  I.  N.  Marks,  G.  Selzer,  L.  Kahn  and  R. 
Sealy.  Q.   J.   Med.    '40(l60)  :521-5^0,  1971. 

Clinical  features,  hematology,  biochemistry, 
absorptive  functions,  radiologic  and  histological 
features  of  23  cases  of  abdominal  lymphoma  pre- 
senting with  malabsorption  are  presented.   Diarrhea 
was  seen  in  all  cases  and  steatorrhea  was  observed 
in  21  of  23  patients.   Finger  clubbing  and  peri- 
pheral edema  were  present  in  S0%   of  patients; 
hepatomegaly,  splenomegaly  and  abdominal  masses 
were  not  significant  features.   Hematology  re- 
vealed mild  anemia,  elevated  RBC  sedimentation 
rate  (only  above  30  mm),  leukocytosis,  and  an 
occasional  megaloblastic  bone  marrow.   D-Xylose 
absorption  was  abnormal  in  12  of  15,  glucose 
tolerance  was  flat  in  8  cases,  and  hypoalbuminemia 
was  common  (14/21  cases).   Radiology  demonstrated 
a  non-specific  diffuse  malabsorption  pattern  in 
13,  local  infiltrative  changes  with  thickened 
mucosal  folds  and  nodules  in  2  cases,  and  a  com- 
bination of  the  above  in  ^4  cases.   Peroral  jejunal 
biopsies  were  diagnostic  in  one-third,  suggestive 
in  one-third,  and  normal  in  one-third  of  patients 
with  malabsorption  due  to  lymphoma.   There  were 
findings  of  total  or  partial  villous  atrophy, 
combined  with  plasma  cell  transformation  in  the 
lamina  propria. 


3k%Q  THE  ACTIVITY  OF  THREE  DIFFERENT  SMALL- 

INTESTINAL  B-GALACTOSIDASES  IN  ADULTS 
WITH  AND  WITHOUT  LACTASE  DEFICIENCY.   (E.)   Asp, 
N.-G.  (Univ.  Hosp.,  Lund,  Sweden),  N.  0.  Berg,  A. 
Dahlqvist,  J.  Jussila  and  H.  Salmi.  Soand.   J. 
Gastroenterol.    6(8) : 755-762,  1971. 

Small  intestinal  mucosal  biopsies  from  19 
individuals  with  specific  lactose  malabsorption 
and  16  controls  were  assayed  for  the  3  different 
6-galactosidases.  There  was  no  significant 
difference  in  any  of  the  di saccharidases  (maltase, 
isomaltase,  sucrase,  and  trehalase)  between  the 
deficiency  group  and  the  control  group.  'Brush 
border  lactase  was  clearly  demonstrable  in  all 
lactase-def icient  subjects  studied.   The  enzyme 
activity  was  ]0%   that  in  controls;  however,  the 
properties  of  the  enzyme  were  similar  to  those  of 
the  brush  border  lactase  in  controls.   While  both 
acid  6-gal actos idase  and  hetero  3-galactosidase 
activities  were  somewhat  decreased  in  lactase- 
def  icient  subjects  when  compared  with  controls, 
these  differences  were  not  significant.   The 
frequency  distribution  histogram  of  hetero  B- 
galactosidase  activities  indicated  a  rather  normal 
distribution  in  both  the  deficiency  group  and  the 
controls  and  does  not  suggest  that  low  values 
belong  to  a  separate  population.   The  acid  6- 
galactos idase  was  also  shown  to  have  lactase 
activity  in  v 1 1 ro  at  pH  6.  The  possible  existence 
of  additional  brush  border  galactosidases  could 
not  be  excluded. 


g'tSl      STEATORRHEA  IN  PATIENTS  WITH  LIVER 

DISEASE.   (E.)   Williams,  C.  N.  (Dalhousie 
Clin.  Res.  Ctr.,  Halifax,  Nova  Scotia,  Canada) 
and  J.  J.  Sidorov.  Can.   Med.    Assoc.    J.    105(11): 
1143-1146,  1971. 

The  incidence  of  steatorrhea  among  23  consecutive 
patients  with  liver  disease  was  78.3^.   Steatorrhea 
was  defined  as  stool  fat  higher  than  6  g/day. 
The  liver  disease  was  classified  by  clinical 
history,  physical  findings,  abnormal  function  tests 
(SGOT,  prothrombin,  albumin  globulin  values, 
bilirubin,  alkaline  phosphatase),  and  liver 
biopsy.   The  18  cases  with  steatorrhea  plus  2 
earlier  cases  of  infectious  hepatitis  were 
analyzed.  The  20  patients  were  divided  into  7 
groups  by  diagnosis.   The  malabsorption  was  con- 
fined to  fat  and  fat-soluble  vitamins.   No 
histological  abnormality  was  seen  on  jejunal 
biopsy;  there  were  no  radiological  findings 
associated  with  malabsorption  and  there  was  no 
diarrhea.  The  D-xylose  and  Schilling  tests  gave 
normal  values.   Steatorrhea  is  a  defect  that  is 
associated  with  a  variety  of  liver  diseases  and 
is  not  attributed  to  a  small  intestine  defect. 
A  micellar  phase  defect  with  a  reduced  concentration 
of  total  conjugated  bile  salts  is  postulated  as 
a  mechanism  for  the  steatorrhea. 


9482      MALABSORPTION  IN  RHEUMATOID  DISEASE. 

(E.)   Dyer,  N.  H.  (Queen  Elizabeth 
Hosp.,  Birmingham,  England),  M.  J.  Kendall  and 
C.  F.  Hawkins.  Ann.   Rheum.    Dis.    30(6)  :626-630, 
1971. 

Serum  albumin  and  serum  folate  were  depressed  in 
32  and  74^,  resp.,  of  28  rheumatoid  arthritic 
patients;  serum  cholesterol  and  serum  vitamin  B]2 
were  normal  in  all  subjects.   Hemoglobin,  serum 
calcium  and  serum  iron  were  decreased  in  l4,  7, 
and  23  patients,  resp.;  the  iron-binding  capacity 
was  not  raised  in  any  and  was  less  than  250  ug/lOO 
ml  in  two-thirds-  a  feature  of  many  chronic 
inflammatory  disorders.   A  low  xylose  excretion 
occurred  in  23^,  which  was  due  to  renal  impairment 
in  half  of  the  cases.   Of  15  patients  studied,  6 
excreted  more  than  5  g/24  hr  and  3  more  than  7 
g/24  hr.   Vitamin-B]2  absorption  and  intestinal 
histology  were  uniformly  normal.   Serum  alkaline 
phosphatase  was  elevated  in  25^  and  5-nucleot idase 
was  raised  in  17^;  abnormal  BSP  retention  at  45 
min  occurred  in  hO%.      The  cause  of  the  malabsorption 
in  this  small  group  of  rheumatoid  patients  is 
uncertai  n. 


9483      INTESTINAL  LACTASE  DEFICIENCY. 

DIAGNOSIS  BY  ROUTINE  UPPER  GASTRO- 
INTESTINAL RADIOGRAPHY.   (E.)   Rosenquist,  C.  J. 
(Stanford  U.  Med.  Ctr.,  Calif.),  J.  W.  Heaton, 
Jr.,  G.  M.  Gray  and  F.  F.  Zboralske.  Radiology 
102(2):275-277,  1972. 
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A  routine  upper  gastrointestinal  series  was  done 
In  260  consecutive  patients  who  had  received  16 
ounces  of  colloidal  barium  to  which  50  g  of 
lactose  had  been  added.   In  addition  to  the  routine 
study,  a  '30-min'  film  was  tai<en  k^-GO   min  after 
ingestion  of  barium.   All  3  of  Laws'  criteria 
were  required  for  a  diagnosis  of  lactase  deficiency: 
dilatation  of  the  small  intestine;  apparent  dilu- 
tion of  the  barium-lactose  mixture  in  the  small 
intestine;  and  transit  of  the  mixture  to  the 
colon  on  the  '30-min  film'.   Peroral  smal 1- i ntest ine 
biopsy  of  the  proximal  jejunum  was  performed  on 
patients  with  positive  radiographic  studies;  2 
refused  biopsy  but  had  a  p.o.  lactose  tolerance 
test;  2  others  refused  all  studies.   Of  the  260 
patients,  15  (S%)    showed  radiographic  features 
of  lactase  deficiency.   The  diagnosis  was  con- 
firmed by  enzyme  analysis  of  the  smal 1 -intesti ne 
mucosa  in  9  of  11  patients  who  were  biopsied, 
while  2  others  had  normal  enzyme  levels.   Two 
patients  who  refused  biopsy  had  positive  oral 
lactose  tolerance  tests.   Previous  gastric  surgery 
had  been  performed  in  5  of  the  15  (Billroth  II 
gastrojejunostomy  in  'j,  gastroenterostomy  in  l), 
and  the  diagnosis  was  substantiated  by  lactose 
tolerance  tests  in  1  while  2  had  a  normal  biopsy, 
and  the  other  2  refused  further  testing  (both 
with  strong  histories  suggestive  of  lactase 
deficiency).   None  of  the  11  with  proved  lactase 
deficiency  were  previously  aware  that  symptoms 
were  produced  by  mi  ll<  ingestion,  but  5  of  these 
dranl<  little  or  no  mill<.   Compared  with  2'45  con- 
trols, there  was  a  nonsignificant  increase  in 
the  incidence  of  alcoholism  among  the  11  with 
positive  studies  (36^)  compared  with  kl   of  245 
(18^)  of  the  patients  with  normal  radiographic 
studies. 


turn,  leads  to  a  re-establishment  of  a  normal 
epithelium.   It  is  concluded  that  the  above 
structural  changes  are  an  expression,  not  of 
epithelial  degeneration,  but  of  increased  metabolic 
activity. 


SkSS  BIOCHEMICAL  AND  IMMUNOCHEMICAL  DEMON- 

STRATION OF  ISOENZYMES  AND  THE  M  FORM 
OF  LACTATE  DEHYDROGENASE  IN  JEJUNAL  BIOPSIES  OF 
CELIAC  SPRUE  SUBJECTS.   (Cz.)   Fric,  P.  (Charles 
U.  Sch.  Med.,  Prague),  0.  Fricova  and  Z.  Lojda. 
Cesk.    Gastroenterol.    Vyz.    25(6) :233-239,  1971. 


9/»86      PRESENT  STATUS  OF  SUBCLINICAL  INTESTINAL 

MALABSORPTION  IN  THE  TROPICS.   (E.) 
Falaiye,  J.  M.  (U.  Lagos  Coll.  Med.,  Nigeria). 
Br.   Med.   J.    ^t  (5785)  :'*54-'*58,  1971. 


9'487      DISORDERS  OF  GLUCOSE  METABOLISM  IN  THE 

ADULT.   (Fr.)   Monges ,  A,,  B.  Granjon 
and  J.  C.  Tronconi.  Rev.    Fr.   Diet.    15 (57) :36-Al  , 
1971. 


9't88      ON  THE  BASIS  OF  CEREBRAL  LESIONS  IN 

WHIPPLE'S  DISEASE.   (E.)   Kodousek,  R. 
(Palacky  U.  Sch.  Med.,  Olomouc,  Czechoslovakia) 
and  Z.  Kojecky.  Rev.    Czech.   Med.    17  (3) :  137-1'»3, 
1971. 


9'489      DISTURBANCES  IN  CHOLESTEROL  METABOLISM 

IN  MALABSORPTION  SYNDROME.   (E.) 
Mehta,  G.  S.  (Med.  Coll.,  Jabalpur,  India). 
Punjab  Med.   J.    20(9) :327-331 ,  '971. 


SkSk  ULTRASTRUCTURE  OF  SMALL  INTESTINE 

EPITHELIUM  IN  WHIPPLE'S  DISEASE.   (Ger.) 
Otto,  H.  F.  (U.  Hamburg  Pathol.  Inst.,  Germany). 
Virohows  Arah.    [Pathol.   Anat.]    351  (2) :  l'42-l  5**, 
1970. 

In  addition  to  the  typical  stromal  changes,  structural 
alterations  in  the  surface  epithelium  (enterocytes , 
undifferentiated  and  "clear",  Paneth  and  entero- 
chromaffin  cells)  were  observed  during  treatment 
(antibiotics,  ACTH,  sul fapyridi ne)  of  2  patients 
with  Whipple's  disease.   These  included  invagina- 
tion and  segmentation  of  nuclei,  swelling  of 
mitochondria,  increase  in  mitochondrial  granules, 
hyperplasia  of  Golgi  fields  and  vesiculation  of 
endoplasmic  reticulum  in  enterocytes,  hyperplasia 
of  Golgi  fields  and  increased  nuclear  activity 
in  undifferentiated  and  "clear  cells",  hyperplasia 
of  Golgi  apparatus  and  secretory- 1  ike  cytoplasmic 
inclusions  in  Paneth  cells  and  proliferation  with 
increased  secretory  activity  of  enterochromaf f in 
cells.   It  is  suggested  that  epithelial  changes 
seen  in  treated  and  untreated  cases  of  Whipple's 
disease  are  the  result  of  stromal  alterations. 
Therapy  induces  bacteriostasi s  and  bacteriolysis 
and  with  it  normalization  of  lymphatic  drainage 
and  of  capillary  circulation  in  villi  which,  in 


9i)90      THE  INTESTINAL  MALABSORPTION  SYNDROME. 

PATHOPHYSIOLOGY  AND  TREATMENT.   (Sp.) 
De  Prado  Isla,  L.  H.  (Jose  San  Martin  Hosp., 
Buenos  Aires,  Argentina)  and  H.  Lopez.  Prensa 
Med.   Argent.    58(1 1 )  :5'»'»-555  ,  1971. 


3k3\  CONGENITAL  GLUCOSE  GALACTOSE  MALABSORP- 

TION.  REPORT  OF  A  CASE  WITH  IN  VITRO 
STUDY  OF  INTESTINAL  ABSORPTION  AND  DETERMINATION 
OF  THE  TmG.   (Fr.)   Beauvais,  P.  (Trousseau  Hosp. 
Paris),  G.  Vaudour  and  J.  F.  Desjeux.  Arah.    Fr. 
Pediatr.    28(6) :573-591  ,  1971. 


9/»92      MILK  INTOLERANCE  IN  INFANTS.   (E.) 

Praharaj,  K.  C.  (MKCG  Med.  Coll., 
Berhampur,  India),  ^nttseptic  68(7)  :'»95-501  , 
1971. 


9/»93      IRON  DEFICIENCY  ANEMIA  OF  INFANCY. 

CONSIDERATIONS  ON  MALABSORPTION  AND 
PREVENTION.   (it.)   Barbieri  ,  A.  M.  (U.  Naples 
Inst.  Pediatr.,  Italy)  and  N.  De  Cicco.  Pediatric 
(Napoli)    79(2):215-226,  1971. 
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3k3k  AN  ATTEMPT  AT  EVALUATING  THE  INCIDENCE 

AND  ROLE  OF  DISSACHARIDE  INTOLERANCE  IN 
THE  PATHOGENESIS  OF  CHRONIC  DIARRHEA  IN  CHILDREN. 
(Pol.)   Zychowicz,  C.  (Pediatr.  Hosp.,  Olsztyn, 
Poland)  and  K.  Janukowicz.  Pediatr.    Pol.    '♦6(5): 
561-567,  1971. 


9501      THE  DEMONSTRATION  OF  PRECIPITATING 

ANTIBODIES  IN  AQUEOUS  EXTRACTS  OF  FLOUR 
IN  COELIAC  DISEASE.   (Ger.)   Rossipal,  E.  (Univ. 
Pediatr.  Clin.,  Graz,  Austria).   Z.  Kinderheilkd. 
110(3)  188-199,  1971. 


9't95      COW'S  MILK  (LACTOSE?)  INTOLERANCE  AMONG 

INDONESIAN  DOCTORS  OF  THE  DR.  TJ I PTO 
MANGUNKUSUMO  GENERAL  HOSPITAL  AND  MEDICAL  SCHOOL 
UNIVERSITY  OF  INDONESIA.   (E.)   Sutedjo  (U. 
Indonesia  Med.  Sch.,  Jakarta).  Pak.    Pediatr.    J. 
l(3-4):53-56,  1971. 


9'»96      QUANTITATIVE  DETERMINATION  OF  IgE  FOR 

ELUCIDATION  OF  THE  SIGNIFICANCE  OF 
ALLERGIC  REACTIONS  IN  CELIAC  DISEASE.   (Ger.) 
Mietens,  C.  (Univ.  Pediatr.  Clin.,  Wurzburg, 
Germany)  and  S.  G.  0,  Johansson.  Monatssahr. 
Kinderheilkd.    1 19(7) :332-333,  1971. 


9^97      UNIQUE  ANTI130DY  TO  BASEMENT  MEMBRANE 

IN  PATIENTS  i;iTH  SELECTIVE  IgA  DEFICIENCY 
AND  COELIAC  DISEASE.   (E.)   Ammann,  A.  J.  (U. 
California  San  Francisco  Med.  Ctr.)  and  R.  Hong. 
Lanaet    1  (771  2)  :  1  ze^i-l  260,  1971. 


9't98      IMPAIRED  IgA  RESPONSES  IN  CELIAC 

DISEASE.   (E.)   Beale,  A.  J.  (Hammersmith 
Hosp.,  London),  W.  E.  Parish,  A.  P.  Douglas  and 
J.  R.  Hobbs.  Lanaet    1 (771 1 ): 1198-1 199,  1971. 


9'*99      CONGENITAL  SACCHARASE  INSUFFICIENCY. 

(Hun.)   Kiss,  P.  (Ujpesti  Hosp.,  Budapest) 
and  I.  Szanyi.  Gyermekgyogyaszat   22 (2) : 257-26 1 , 
1971. 


9502      LIPOMATOSIS  OF  THE  PANCREAS  AS  A  CAUSE 

OF  MALABSORPTION.  (Dan.)  Hjortshoj, 
A.  (Community  Hosp.,  Aarhus,  Denmark).  Ugeskr. 
Laeger   133  (31 ):  1509-1 512,  1971. 


9503      MALABSORPTION  AND  GASTRIC  SURGERY.  A 

REPORT  OF  TWO  CASES  OF  PREEXISTING 
MALABSORPTION  SYNDROME  PRECIPITATED  BY  PARTIAL 
GASTRECTOMY.   (Nor.)   Fausa,  0.  (Natl.  Hosp., 
Oslo,  Norway).  Tidsskr.    Nor  Laegeforen.    91(16); 
1217-1219  5  1250,  1971. 


9504      MEDIUM  CHAIN  TRIGLYCERIDES:   A  MODERN 

THERAPY  IN  MALABSORPTION  SYNDROMES. 
(Ger.)   Egger,  G.  (Univ.  Med.  Clin.,  Bern, 
Switzerland).  Praxis  60  (31 ): 1027-1030,  1971. 


9505      SPRUE  LIKE  SYNDROME  AND  MALIGNANT 

LYMPHOMA.   CASE  PRESENTATION.   (it.) 
Tura,  S.  (U.  Bologna  Inst.  Semeiot.  Med.,  Italy), 
G.  Martinelli  and  P.  R.  Dal  Monte.  Haematologiaa 
55(10)  :663-665,  1970. 


9506      MALABSORPTION  SYNDROMES  AND  NEOPLASMS 

OF  THE  RETICULOENDOTHELIAL  SYSTEM. 
(It.)   Labo,  G.  (Univ.  Clin.,  Bologna,  Italy), 
G.  Gasbarrini  and  F.  Miglio.  Haematologiaa 
55(10) :659-662,  1970. 


9500      DECREASED  DUODENAL  MONOAMINE  OXIDASE 

ACTIVITY  IN  COELIAC  DISEASE.   (E.) 
Challacombe,  D.  N.  (Roy.  Hosp.  Sick  Child.,  London), 
M.  Sandler  and  J.  Southgate.  Arah.    Dis.    Child. 
'(6(246):213-215,  1971. 


9507      110  CHILDREN  WITH  COELIAC  DISEASE 
1950  TO  1969.   (E.)   Young,  W.  F.  ' 
(Queen  Elizabeth  Hosp.  Children,  London)  and 
E.  M.  Pringle.  Arah.    Dis.    Child.    A6  (248)  :421 -i»36 


See  also  numbers:   9089,  9200,  9877,  9878 
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9508      MULTIPLE  ADENOCARCINOMAS  OF  THE  COLON 

AND  RECTUM.   (E.)  Travieso,  C  R.  ,  Jr., 
L.  F.  Knoepp,  Jr.  (Alton  Ochsner  Med.  Found., 
New  Orleans,  La.)  and  P.  H.  Hanley.  Dis.    Colon 
Rectum   15(l):l-6,  1972. 

The  records  of  2230  patients  with  carcinoma  of  , 
the  colon  or  rectum  who  were  admitted  to  Charity 
Hospital  between  19'*8  and  1966  were  reviewed  to 
determine  the  number  of  patients  with  multiple 
adenocarcinomas.   Of  these  275  (121)  had  2  primary 
carcinomas,  while  92  {k.]%)    had  second  primary^ 
carcinomas  in  the  colon  or  rectum,  and  k7    (2.1^) 
had  multiple  discrete  invasive  adenocarcinomas 
of  the  colon  or  rectum.  Thirteen  patients'  (0.5^) 
had  multiple  metachronous  adenocarcinomas  and  3'4 
{] .6%)    had  multiple  synchronous  adenocarcinomas. 
Of  these  3'4  patients,  28  had  resection  for  pallia- 
tion or  cure,  3  had  lesions  that  were  not  re- 
sectable, and  3  patients  were  not  operated  upon. 
Five  of  the  3h   patients  (15^)  survived  free  of 
tumor  for  5  yr.   In  the  diagnosis  of  multiple 
synchronous  adenocarcinomas,  both  lesions  were 
found  before  surgery  in  9  patients  (26^),  the 
second  lesion  was  found  at  surgery  in  19  (56^), 
and  the  rest  were  unresectable,  found  at  autopsy 
or  missed  and  found  subsequently.   The  usefulness 
of  preoperative  diagnostic  studies  including 
barium  enemas  and  proctoscopy  is  stressed. 


9509      MEGACOLON  IN  TEEN-AGED  AND  ADULT 

PATIENTS.   (E.)   Ponka,  J.  L.  (Henry 
Ford  Hosp.,  Detroit,  Mich.),  C.  Grodsinsky  and 
B.  E.  Brush.  Dis.    Colon  Rectum   1  5  (1 ) :  1 '^"22  , 
1972. 

In  all  3  male  patients  (16,  19  and  21  yr  old), 
the  onset  occurred  during  the  neonatal  period, 
while  in  the  female  patient  (I6  yr  old),  the 
megacolon  began  at  1 '4  yr  of  age.   Biopsy  specimens 
revealed  an  absence  of  ganglion  cells  in  all  3 
male  patients  and  a  decreased  number  of  ganglion 
cells  in  the  female.   All  3  males  suffered  from 
encopresis  while  the  female  patient  did  not,  but 
all  k   were  severely  constipated.   All  four 
patients  underwent  the  Swenson  pull-through 
procedure  with  excellent  results.   Postoperative 
barium-enema  studies  and  proctoscopic  examinations 
of  the  patients  revealed  that  the  size  of  the 
lower  colons  was  normal  in  all  cases,  sphincter 
tone  was  normal,  and  water  intoxication  was  not 
encountered.   One  male  patient  is  now  the  father 
of  2  girls,  both  of  whom  have  agangl ionic  megacolon. 


9510 


FAMILIAL  POLYPOSIS  IN  CHILDREN.   (E.) 
Peck,  D.  A.  (Santa  Clara  Valley  Med. 

Ctr.,  San  Jose,  Calif.),  K.  S.  Watanabe  and  H.  W. 

Trueblood.  Dis.    Colon  Rectum   15(0:23-29,  1972. 

Three  children  with  familial  polyposis  are 
reported  and  the  literature  regarding  familial 


polyposis  in  children  is  reviewed.   Two  of  the 
children  (siblings,  7  and  9  yr  old)  were  treated 
by  colectomy  and  i 1 eoproctostomy  with  preservation 
of  the  ileocecal  valve  to  prevent  backwash  of 
rectal  content  into  the  terminal  ileum.   In  the 
third  patient  (7  yr  old)  colectomy  and  ileoproctos- 
tomy  is  planned.   In  the  2  operated  cases 
residual  rectal  polyps  remitted  spontaneously. 
Eleven  cases  of  carcinoma  complicating  familial 
polyposis  in  children  16  yr  old  or  younger  have 
been  recorded  in  the  literature.  Thus,  in 
children  with  polyposis,  carcinoma  may  cause 
death  before  the  age  of  l6  yr.  Management  in 
childhood  should  include  prompt  colectomy  due  to 
the  occurrence  of  carcinoma  as  a  possible 
complication;  the  hazard  of  carcinoma  in  the 
retained  rectum  is  minimal  in  children. 


9511      SIGMOIDOVAGINAL  AND  CECOVAGINAL  FISTULA 
AS  A  COMPLICATION  OF  PERIDIVERTICULITIS: 
REPORT  OF  EIGHT  CASES.   (E.)   Bacon,  H.  E. 
(Philadelphia,  Pa.),  S.  T.  Ross  and  P.  Malvar. 
Dis.    Colon  Rectum   1 5  (l )  :'*! -'*8,  1972. 

All  eight  patients  had  histories  of  escape  of 
flatus  and/or  fecaloid  discharge,  5  had  had 
abdominal  pain  or  discomfort  for  various  lengths 
of  time,  and  h   complained  of  intermittent  pro- 
gressive pain.   Two  patients  could  feel  abdominal 
masses.   Proctosigmoidoscopy  was  helpful  in  3 
cases  and  diagnostic  in  2,  while  fistulograms 
were  diagnostic  in  6  cases  and  not  done  in  2.^ 
Barium  enema  studies  suggested  fistula  formation 
in  ^4  cases  and  provided  confirmatory  evidence  in 
3.   Total  colectomy  with  rectal  anastomosis  was 
performed  in  1  case,  right  hemicolectomy  in 
another,  left  hemicolectomy  in  3,  rectos igmoidectomy 
in  2,  and  a  it-stage  operation  in  1.  The  results 
indicate  that  closure  of  the  vaginal  fistula  is 
not  necessary,  while  adequate  drainage  is  of 
utmost  importance.   Flushing  of  the  pelvis  and 
abdomen  with  warm  physiologic  saline,  the  use 
of  stump  drainage  (plastic)  and  at  least  3  Penrose 
drains,  and  intra-abdominal  instillation  of  anti- 
biotics proved  most  rewarding.   No  postoperative 
deaths  were  observed  in  this  series,  although  1 
developed  atelectasis,  another  transient  ileus, 
and  a  third  cystitis. 

9512      COLONIC  LYMPHANGIECTASIA:   REPORT  OF 
TWO  CASES.   (E.)   Griffen,  W.  0.,  Jr. 
(U.  Kentucky  Coll.  Med.,  Lexington),  R.  P.  Belln, 
R.  W.  Furman,  A.  Lieber,  J.  W.  Schaefer  and 
L.  D.  Dubilier.  Dis.    Colon  Rectum   1 5 (1 ) :49-5t , 
1972. 

Both  patients  were  55  yr  old  and  admitted 
excessive  alcohol  intake.   Both  had  profound 
weakness  and  severe  hypokalemic  alkalosis 
accompanying  watery  diarrhea.  While  the  rectal 
fluid  did  not  contain  significant  amounts  of 
protein,  both  had  hypoal bumi nemi a  with  dependent 
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edema.   The  high  potassium  content  of  each  random 
fecal  sample  suggested  that  this  entity  is  a  true 
potassium-wasting  enteropathy.   In  both  cases  the 
symptoms  of  diarrhea  and  potassium  loss  were 
relieved  by  partial  colectomy  involving  the  portion 
of  the  sigmoid  colon  which  barium  enema  studies 
revealed  to  be  involved  to  the  greatest  extent. 


9513      ENDOSCOPIC  LIGATION  TREATMENT  OF 

COLONIC  POLYPS.   (E.)   Cullen,  P.  K. , 
Jr.  (Sansum  Med.  Clin.,  Santa  Barbara,  Calif.) 
and  J.  P.  Nesselrod,  Sr.  Dis.    Colon  Reotum    15(1): 
30-32,  1972. 

A  method  of  endoscopic  ligation  as  treatment  of 
colonic  polyps  which  allows  for  total  removal 
without  complications  or  disability  is  described. 
Two  rubber  bands  are  placed  on  the  drum  of  the 
polyp  ligator,  the  polyp  is  grasped  and  worked 
through  the  drum  of  the  ligator,  and  the  rubber 
bands  are.    released  gently  so  as  not  to  "fire  them 
off".   Polyps  too  large  to  be  worked  into  the 
drum  can  be  fragmented  in  a  similar  manner, 
utilizing  the  rubber  bands,  until  2  can  be  placed 
on  the  pedicle.   The  polyp  and  portion  of  the 
stalk  are  then  removed  with  either  a  cold  or  a 
hot  snare.   The  rubber  bands  afford  complete  and 
lasting  hemostasis,  and  they  slough  away  in  5-10 
days,  leaving  a  whitish  factitial  ulcer  which 
epi thel ial izes  in  2  weeks.   Fifty  polyps  ranging 
from  9.0-2.5  cm  in  size  and  located  in  the  distal 
40.0  cm  of  the  colon  have  been  removed  with  this 
technique  without  complications. 


951^*      ECTOPIC  GASTRIC  MUCOSA  AND  GLANDULAR 

TISSUE  OF  A  SALIVARY  TYPE  IN  THE  ANAL 
CANAL  CONCOMITANT  WITH  A  DIVERTICULUM  IN  HEMORR- 
HOIDAL TISSUE:   REPORT  OF  A  CASE.   (E.)   Shindo, 
K.  ,  H.  E.  Bacon  (Temple  U.  Med.  Ctr.,  Philadelphia, 
Pa.)  and  E.  J.  Holmes.  Dis.    Colon  Reotum   15(1): 
57-62,  1972. 

The  case  of  a  24-yr-old  male  with  aberrant  gastric 
and  salivary  glands  in  the  anal  epithelium  is 
reported.   The  patient  presented  with  severe 
bleeding  by  rectum  of  sudden  onset,  protrusion, 
and  anal  pain.   Examination  revealed  large 
external  and  internal  hemorrhoids  and  considerable 
spasm  of  the  sphincter.   Sigmoidoscopy,  palpation 
of  the  abdomen,  barium  enema  studies,  and  oral 
cholecystographic  studies  disclosed  no  abnormalities, 
An  anal  diverticulum  and  scoliosis  of  the 
lumbosacral  spine  were  also  noted.   Seven  days 
after  admission  routine  hemorrhoidectomy  was 
performed,  and  histological  studies  revealed 
normal  looking  gastric-type  mucosa  of  the  acid- 
secreting  type,  and  a  microfocus  of  mixed  serous 
and  mucus  glands  such  as  are  found  normally  in 
the  submaxillary  glands,  and  hemorrhoids. 


(St.  Pierre  U.  Hosp.  ,  Brussels),  J.  Belenger,  E. 
Jacobs  and  A.  Bremer.  Acta  Gastroenterol.  Belg. 
34(7):562-572,  1971. 

A  33-yr-old  man  presented  with  generalized  poly- 
posis of  the  colon,  sigmoid  and  rectum,  accompanied 
by  2  benign,  mesenchymatous  tumors  of  the 
mesentery,  an  adenocarcinoma  of  the  sigmoid,  an 
osteoma  of  the  ethmoid  bone  and  a  polyp  of  the 
maxillary  sinus.   Following  total  colectomy  (ex- 
cept for  amputation  of  the  rectum)  plus  termino- 
lateral  i 1 eoproctostomy ,  the  rectal  polyps  under- 
went spontaneous,  complete  regression.   At  the 
time  of  report,  3  yr  after  the  colectomy  and  2 
and  one-half  yr  after  surgical  excision  of  a 
benign  f i bro-osteochondroma  of  the  knee,  the 
patient  was  in  excellent  health,  with  no  evidence 
of  recurrence  or  metastasis. 


9516      A  MALIGNANT  MUCOCELE  OF  THE  APPENDIX. 

(Fr.)   Moreaux,  L.  (Civil  Hosp., 
Chatelet,  Belgium),  E.  Schyns,  M.  Fievez  and  C. 
Fievez.  Aata  Gastroenterol.    Belg.    3'*  (8-9)  :627-632  , 
1971. 

A  5'*-yr-old  woman  presented  with  an  adenocarcino- 
matous  mucocele  of  the  appendix,  infiltrating 
the  retroperitoneal  region,  1  ovary,  the  uterus, 
and  the  tissues  surrounding  one  ureter.   She  was 
treated  by  i 1 eot ransversos tomy ,  followed  in  2 
weeks  by  right  hemicolectomy  and  resection  of 
the  infiltrated  organs  and  tissues.   She  died  in 
cachexia  2  months  later  with  metatastic  prolifera- 
tion. 


9517      THREE  HUNDRED  CASE  HISTORIES  OF 

DIVERTICULITIS  OF  THE  COLON,  WITH 
PARTICULAR  EMPHASIS  ON  SURGICAL  TREATMENT.   (Fr.) 
Verschraegen,  J.  (St.  Pierre  Univ.  Hosp.,  Brussels, 
Belgium)  and  J.  Ansay.  Aata  Gastroenterol.    Belg. 
3^(8-9)  :608-6l8,  1971. 

Among  300  patients  hospitalized  for  diverticulitis, 
the  overall  male-female  ratio  was  approximately 
1:2,  although  it  was  3:1  among  h'^   of  300  who 
were  under  60-yr  of  age.   In  294  of  300  cases, 
the  sigmoid  was  affected,  including  194  patients 
in  whom  the  sigmoid  alone  was  involved.   Among 
patients  who  were  seen  for  initial  diagnosis,  17 
of  270  also  had  cancers  of  the  colon.   Treatment 
was  medical  in  206  of  300,  of  whom  7  died  while 
still  hospitalized.   Six  of  300  presented  with 
peritonitis  and  died  before  surgical  intervention 
was  possible.   Surgery  was  performed  in  88  of 
300,  of  whom  37  (42^)  were  deceased  at  the 
time  of  report,  including  67^  of  those  undergoing 
emergency  surgery  but  only  25^  of  those  for  whom 
the  time  of  intervention  could  be  chosen. 


9515      GARDNER'S  SYNDROME.   SPONTANEOUS 

DISAPPEARANCE  OF  RECTAL  POLYPS  AFTER 
SUBTOTAL  COLECTOMY.   (Fr.)   Lamb i 1 1 iotte  ,  J.  P. 


9518      ADENOCARCINOMA  OF  THE  COLON  AND  RECTUM. 

(Fr.)   Gerard,  A.  (St,  Pierre  Univ. 
Hosp.,  Brussels,  Belgium),  J.  P.  Dereume  and 
J.  C.  Pector.  Acta  Gastroenterol.    Belg.    34(8-9): 
595-607,  1971. 
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Among  171  patients  with  histologically  confirmed 
colorectal  adenocarcinoma,  primary  tumor  sites 
were  as  follows:   rectum,  k5%;    sigmoid,  22^; 
ascending,  transverse  and  descending  colon,  11^ 
(each).   Two  patients  presented  with  multiple 
primaries.   Radical  surgery,  with  hope  of  a 
favorable  outcome,  was  performed  in  hS.dt; 
palliative  surgery,  in  45.0^;  S.k%   were  inoperable. 
Successful  ablation  of  the  primary  tumor  was 
achieved  in  (>2%    (total).   Following  emergency 
surgery,  the  postoperative  mortality  rate  was 
32%;    among  patients  with  non-obstructing  tumors, 
it  was  61.   Five-yr  survival  rates  were  28.6^ 
for  all  patients,  53-7^  among  patients  with  hope 
of  a  favorable  outcome  at  the  time  of  intervention. 
After  palliative  surgery  which  included  ablation 
of  the  primary,  mean  survival  time  was  17.8 
months,  with  5  of  28  patients  still  surviving 
after  more  than  5  yr,  at  the  time  of  report. 
When  such  ablation  was  not  possible,  it  was  7.6 
months,  with  only  1  of  1^3   patients  surviving  5  yr, 
prior  to  exacerbation  and  death. 


9519 


TUBE  CECOSTOMY:   AN  EVALUATION  OF  l6l 
CASES.   (E.)   Clark,  D.  D.  (Case  Western 

Reserve  U.  Sch.  Med.,  Cleveland,  Ohio)  and  C.  A. 

Hubay.  Ann.    Surg.    1 75 (l )  :55-6l  ,  1972. 

In  10  yr  at  University  Hospitals  of  Cleveland, 
tube  cecostomy  was  employed  l6l  times  in  as  many 
patients.   In  97  patients  with  neoplastic  and 
non- inflammatory  disease  in  whom  tube  cecostomy 
was  used  as  a  prophylactic  vent  for  distal 
anastomosis,  anastomotic  leak  occurred  only  twice 
and  there  were  only  5  deaths.   When  abscess  or 
fistula  is  encountered  at  the  time  of  resection 
or  when  dealing  with  inflammatory  diseases  of  the 
colon  (diverticulitis)  tube  cecostomy  should  be 
used  with  caution.   Cecostomy  was  an  effective 
means  of  decompression  of  acute  obstruction  when 
the  obstruction  was  not  associated  with  perforation, 
fecal  impaction,  or  intestinal  wall  non-viability. 
Cecostomy  could  be  used  in  treating  cecal  perfora- 
tion and  advanced  appendicitis,  but  not  in  treating 
cecal  volvulus  where  cecoplexy  is  preferable. 
Five  of  6  patients  with  intestinal  obstruction 
secondary  to  carcinomatosis  derived  little  benefit 
from  tube  cecostomy.   Major  complications  involving 
the  cecostomy  were  wound  infections,  cecal  fistula 
and  i . p.  1 eakage. 


9520      THE  DIFFERENTIAL  DIAGNOSIS  OF  LARGE 

BOWEL  STRICTURES.   (E.)   Simpkins, 
K.  C.  (Gen.  Infirm.,  Leeds,  England)  and  A.  C. 
Young.  Clin.   Radiol.    ll{h) -MS-hSl ,    1971. 

Barium  enema  demonstration  of  a  localized  con- 
stricting lesion  of  the  large  bowel  (annular 
carcinoma,  diverticular  disease,  extrinsic 
lesions  including  inflammatory  masses  or  tumors) 
presents  the  radiologist  with  a  common  problem 
of  differential  diagnosis.   In  differentiating 
carcinoma  from  diverticular  disease,  the  presence 
of  abrupt  narrowing  with  shouldering,  and  complete 


destruction  of  the  mucosa  indicates  carcinoma. 
The  radiographic  changes  of  extrinsic  lesions 
affecting  the  large  intestine  are  of  2  types: 
displacement  and  compression  of  the  bowel  by  a 
large  mass  without  actual  bowel  Involvement 
(ovarian  cyst,  uterine  fibroid  or  distended 
bladder)  or  colonic  involvement  by  extension  from 
an  extracolonic  mass  (e.g.  peritoneal  metastasis 
in  the  rectosigmoid).   Extrinsic  lesions  and 
Crohn's  disease  may  resemble  ischemic  colitis. 
Consideration  of  the  clinical  and  pathological 
findings  in  conjunction  with  the  radiological 
features  is  often  necessary  for  accurate  diagnosis, 
The  site  and  length  of  a  stricture,  together  with 
the  appearance  of  its  ends  (blunted  or  tapering) 
and  body  are  of  importance  in  determining  its 
nature . 


9521      TWO  UNUSUAL  RADIOLOGICAL  SIGNS  OF 

CROHN'S  DISEASE  OF  THE  COLON.   (E.) 
Berridge,  F.  R.  (Addenbrooke ' s  Hosp.,  Cambridge, 
England).  Clin.    Radiol.    22{h) -M-i-hh?, ,    1971. 

Two  unusual  signs  seen  in  '*  examples  each  of  50 
cases  of  Crohn's  disease  of  the  colon  were: 
filling  defects  in  the  medial  wall  of  the  cecum 
which  simulated  carcinoma  and  localized  scattering 
and  narrowing  of  the  colon  with  the  formation  of 
large  false  diverticula.  The  only  distinguishing 
feature  of  filling  defects  in  the  cecum  of 
Crohn's  disease  from  those  due  to  carcinoma  is 
coincident  disease  of  the  terminal  ileum  or  colon. 
In  2  patients,  the  filling  defects  showed  finger 
tip  indentations  which  are  unusual  in  carcinoma. 
The  false  diverticula  were  symmetrically  distributed 
around  the  colon  in  1  case  and  asymmetrical  in  the 
others;  the  necks  of  the  false  diverticula  were 
narrow.   The  condition  was  observed  only  when  the 
disease  was  quiescent  or  of  very  low  grade 
activity  and  the  bowel  appeared  radi ologi cal ly 
normal  or  slightly  puckered.   These  false  diverticul, 
are  more  characteristic  when  they  occur  in  the 
right  side  of  the  colon. 


9522      PREOPERATIVE  ORAL  ANTIBIOTIC  TREATMENT. 

HEALING  OF  COLONIC  ANASTOMOSES  IN  THE 
CAT.   (E.)   Sternberg,  A. ,  I .  Kott,  I.  Urea 
(Beilinson  Hosp.,  Petah  Tiqva,  Israel)  and  M. 
Lurie.  Avah.    Surg.    103 (6)  :735-7AO  ,  1971. 

Colonic  anastomoses  were  performed  on  2  groups 
of  15  cats  each:   a  control  group  and  a  group 
preoperatively  prepared  with  orally  administered 
kanamycin  sulfate  and  chloramphenicol.   The 
abdominal  cavities  of  5  cats  were  reopened  on 
the  fourth,  sixth  and  eleventh  postoperative 
days.   Diarrhea  and  anastomotic  leakage  occurred 
rarely;  however,  wound  infections  were  more 
numerous  and  serious  In  those  animals  who  had 
received  orally  administered  antibiotics.   No 
complete  sterility  was  achieved  by  the  antibiotics 
preparation,  since  it  facilitated  the  appearance 
of  drug-resistant  bacterial  strains.   The 
preparation  did  not  facilitate  emergence  of 
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staphylococci  in  the  colon.   There  was  a  delay 
in  the  initial  healing  stage  in  the  prepared 
cats,  evident  at  k   days  postoperatively.   This 
delay  was  overcome  on  the  sixth  and  eleventh  days, 
Less  peritoneal  adhesions  were  found  in  the 
antibiotic  pretreated  group.   Preoperative  oral 
administration  of  antibiotics  as  an  effective 
preparative  method  for  colon  surgery  cannot  be 
recommended . 


9523       ISCHEMIC  COLITIS  ASSOCIATED  WITH 

CARCINOMA  OF  THE  SIGMOID  COLON.   A  CASE 
REPORT.   (E.)   Petigrow,  N.  (Mt .  Sinai  Hosp., 
Miami  Beach,  Fla.)  and  W.  M.  Ludwig.  Am.    J. 
Gastroenterol.    56  (6) : 550-554,  1971. 

A  69-yr-old  male  patient  with  carcinoma  of  the 
sigmoid  colon  displaying  the  clinical  and 
roentgenographic  findings  characteristic  of  ischemic 
colitis  is  presented.   The  malignancy  which  showed 
vascular  invasion  was  masked  by  the  prominent 
features  of  colitis;  surgical  intervention  was 
therefore  delayed.   A  left  hemicolectomy  with  end- 
to-end  anastomosis  was  performed  k   months  after 
the  initial  clinical  presentation  due  to  recurrent 
rectal  bleeding,  and  the  patient  had  an  uneventful 
recovery.   Follow-up  examination  over  6  months 
was  unremarkable.   The  nonobst ruct i ng  carcinoma 
in  this  patient  may  have  resulted  in  mucosal 
ischemia  secondary  to  the  volvulus,  or  by  causing 
subtle  changes  in  colonic  motility  and  intra- 
luminal pressure. 


9524      VARICES  OF  THE  APPENDIX  AND  CECUM.   (E.) 
Mikat,  D.  M.  (Pontiac  Gen.  Hosp.,  Mich.), 
Am.    J.    Surg.    1 22 (6) : 832-833,  1971. 

A  47-yr-old  male  with  periappendiceal  and  cecal 
varicosities  is  presented.   Almost  the  entire 
appendix  was  surrounded  by  large  dilated  vascular 
channels  and  the  adjacent  cecum  was  similarly 
encircled  by  less  prominent  varicosities.   Examina- 
tion of  the  rest  of  the  colon  and  small  intestine 
revealed  no  other  lesions  and  no  changes  were 
apparent  in  the  larger  blood  vessels  or  viscera. 
No  process  was  discovered  that  could  account  for 
the  lesion  such  as  venous  thrombosis,  extrinsic 
pressure  as  by  tumor,  adhesions,  vascular  kinking 
or  twisting,  passive  congestion  or  portal  hyper- 
tension.  A  congenital  anomaly  of  the  intramural 
colonic  veins  may  be  responsible  for  the  observed 
abnormal i  ty. 


9525      TRANSVERSE  COLOSTOMY.   (E.)   Hurwitz, 

A.  (Mt.  Sinai  Hosp.,  Miami  Beach,  Fla.). 
Am.    J.    Surg.    122(6): 834,  197I. 

A  safe  and  efficacious  method  of  performing  a 
transverse  colostomy  which  allows  the  surgeon  to 
decompress  the  dilated  bowel  and  to  divert  the 
fecal  stream  at  the  time  of  operation  is  described. 
An  opening  is  made  in  the  mesocolon  through  which 
a  glass  rod  is  passed  at  the  conclusion  of  the 


procedure.   A  purse-string  suture  of  2-0  chromic 
catgut  is  placed  in  the  proximal  side  of  the 
transverse  colon  and  the  bowel  opened  after 
exteriorization  and  proper  walling-off.   After 
aspiration  of  the  luminal  contents  a  number-22 
catheter  is  placed  through  the  same  opening  and 
passed  in  a  proximal  direction  for  5-6  inches, 
and  anchored  by  tying  the  purse-string  suture 
and  impaling  its  wall  with  the  same  needle.   The 
glass  rod  is  passed  through  the  opening  in  the 
mesocolon  along  with  a  Zachary  Cope-DeMartel  clip. 
The  blades  of  the  clip  are  then  brought  together 
to  occlude  the  transverse  colostomy  just  distal 
to  the  catheter. 


9526      HIRSCHSPRUNG'S  DISEASE.   (E.)   Ehrenpreis, 

T.  (Karolinska  Hosp.,  Stockholm).  Am. 
J.    Dig.    Dis.    16(1 1) :1032-1052,  1971. 

A  survey  of  present-day  concepts  of  Hirschsprung's 
disease  and  related  disorders  is  presented.   The 
incidence  of  Hirschsprung's  disease  is  around 
1:5000  live  births,  the  overall  incidence  among 
siblings  of  index  patients  being  3.6^  as  compared 
to  0.021  of  the  general  population  with  a  greater 
rise  in  siblings  of  male  index  patients.   There 
is  little  evidence  of  simple  Mendelian  inheritance, 
but  sensitivity  of  ganglion  cells  to  anoxemia 
may  play  an  important  etiologic  role.   The 
pathologic  physiology  and  the  clinical  applications 
of  this  information  are   discussed.   Enterocolitis 
occurs  as  a  serious  complication  of  Hirschsprung's 
disease  in  20-30^  of  the  patients,  with  mortality 
rates  of  30-50?.   A  history  of  constipation 
starting  as  a  neonatal  intestinal  obstruction, 
and  clinical  findings  of  a  distended  abdomen  and 
an  empty  rectum  are   highly  suggestive  of  a  diagnosis 
of  Hirschsprung's  disease,  but  the  demonstration 
of  a  distal  narrow  segment  by  barium  enema  and 
rectal  biopsy  confirmation  of  agangl ionos i s  are 
the  main  basis  for  confirming  the  diagnosis. 
The  main  objective  of  treatment  is  to  relieve 
obstruction,  temporarily  in  emergencies,  and 
later  on  permanently,  by  definitive  surgery. 
The  use  of  various  surgical  procedures  and  the 
physiological  and  clinical  achievements  of  these 
procedures  are  presented. 


9527      PREVENTION  OF  URINARY  RETENTION  AFTER 
ANORECTAL  OPERATIONS.   (E.)   Campbell, 
E.  D.  (Southeast  Missouri  Hosp.,  Cape  Girardeau, 
Mo.).  Dis.    Colon  Reatum    15(0:69-70,  1972. 

A  simple  method  which  eliminates  bladder  distention 
and  the  need  for  catheterization  after  anorectal 
operations  is  presented,  and  100  consecutive 
anorectal  procedures  successfully  completed  with- 
out the  need  for  catheterization  are  reported. 
The  technique  consists  of  dehydration  of  the 
patient,  starting  the  night  before  surgery  until 
the  morning  of  the  first  postoperative  day, 
sedation  and  ambulation  on  the  morning  of  the 
first  postoperative  day.   An  important  part  of 
the  method  is  being  positive  with  the  patient 
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that  urination  will  occur  spontaneously  and  with- 
out difficulty,  and  instructing  the  patient  and 
nursing  staff  on  achievement  of  this  goal.   in 
100  consecutive  adult  patients  of  all  ages, 
urination  occurred  within  36  hr  after  surgical 
procedures  for  hemorrhoids  with  or  without  fissure 
or  fistula  or  hemorrhoids  with  other  disease. 


9528      SURGICAL  TREATMENT  OF  TUMORS  OF  THE 

CECUM.   (Ger.)   Wanzjan,  E.  H.  (M.  B. 
Res.  Inst.  Clin.  Exp.  Surg.,  Moscow)  and  T.  I. 
Nowgorodskaja.  Langenbeoks  Arah.    Chir.    328('4): 
36i4-370,  1971. 

Among  ]k2    patients  with  tumors  of  the  cecum  treated 
between  1951  and  1971  there  were  15  benign  tumors 
(8  polyposis,  3  fibromas,  2  lipomas,  1  fibrolipoma, 
1  leiomyoma)  of  which  7  were  treated  by  hemi- 
colectomy, 8  by  tumor  removal.   There  were  also 
26  cases  of  inflammatory  lesions  (5  tuberculosis, 
3  actinomycosis,  2  Crohn's  disease,  1  syphiloma, 
1  lymphogranulomatosis,  lA  nonspecific  inflammation 
tumors)  of  which  22  were  treated  by  hemicolectomy, 
and  101  carcinomas  of  the  cecum.   The  majority  of 
carcinomas  were  in  an  advanced  stage  of  development 
(57  in  stage  III,  26  in  stage  IV).   In  29  of  101 
the  tumor  was  inoperable,  but  In  72  of  101  radical 
hemicolectomy  was  performed.   Among  cancer  patients, 
deaths  occurred  shortly  after  surgery  in  12  of  72 
(10  from  peritonitis,  2  cardiovascular  insufficiency, 
embolism)  after  radical,  and  in  8  of  21  (3  and  5, 
resp.)  after  palliative  hemicolectomy.   Surgical 
procedure,  consisting  of  ligature  of  the  colon 
proximally  and  distally  to  the  tumor,  preliminary 
ligation  of  the  arteries  and,  after  hemicolectomy, 
antiperistaltic  side-to-side  i leotransversostomy 
for  the  restoration  of  the  continuity  of  the 
intestine,  is  described  in  detail,  and  difficulties 
of  early  diagnosis  of  cecum  carcinoma  stressed. 


9533      A  RARE  FORM  OF  ANAL  FISTULA  CARCINOMA. 
(Ger.)   Werner,  G.  (Erfurt  Med.  Acad., 
Germany),  M.  Schroter  and  W.  Schmidt.  Zentralhl. 
Chir.    96(32) :1 110-1  111,  1971. 


953lt      CANCER  OF  THE  ANUS.   (Fr.)   Chevrel  ,  B. 

(St.  Antoine  Hosp.,  Paris)  and  J.  P. 
Chevrel.  Pvesse  Med.    79  (5)  :21 1 -21  i( ,  1971. 


9535      POLYPOID  AND  ULCERATIVE  LESIONS  OF 

COLON  AND  SMALL  INTESTINE.   CASE  REPORT. 
(It.)   Mellins,  H.  Z.  and  J.  B.  Bl ennerhasset . 
Polioliniao    [Prat.]    78(12)  :'487-501  ,  1971. 


9536 


SOAP  COLITIS.   (E.)   Pike,  B.  F.  (USAF 
Med.  Ctr.,  Kessler  AFB,  Miss.),  P.  J. 

Philippi  and  E.  H.  Lawson,  Jr.  N.    Engl.    J.    Med. 

285(A):217-218,  1971. 


9537  PROGRESSIVE  OBSTRUCTION  OF  LOWER  INTES- 
TINE.  (E.)   Bruno,  M.  S.  (Beekman 

Downtown  Hosp.,  New  York,  N.  Y.)  and  W.  B.  Ober. 
NY  State  J.    Med.    71  (1  7)  :  2075-2081  ,  1971. 

9538  DUPLICATION  OF  THE  CECUM  (COMPLICATED 
INTRALUMINAL  VARIETY).   (Sp.)   Carpanell 

J.  B.  and  F.  S.  Martinod.  Bol.    Soa.    Argent.    Cir. 
32(/4):151-158,  1971. 

9539  VOLVULUS  OF  THE  CAECUM  AND  ASCENDING 
COLON  WITH  NON-ROTATION  OF  THE  MID  GUT. 

(REPORT  OF  TWO  CASES) .   (E.)   Th i runavukkarasu  , 
T   K   (Govt.  Headquarters  Hosp.,  Ti ruchi rapal 1 i  , 
India).  Antiseptic  68 (7): 525-528,  1971. 


9529      CLINICAL  EVALUATION  OF  ELECTROCOAGULATION 

IN  THE  TREATMENT  OF  CANCER  OF  THE 
RECTUM.   (E.)   Madden,  J.  L.  (St.  Clare's  Hosp., 
New  York,  N.  Y.)  and  S.  Kandalaft.  Am.    J.    Surg. 
122(3)  :3'*7-352,  1971. 


95'»0 


ELECTROCOAGULATION  IN  THE  TREATMENT  OF 
CANCER  OF  THE  RECTUM.   A  CONTINUING 
STUDY.   (E.)   Madden,  J.  L.  (St.  Clare's  Hosp., 
New  York,  N.  Y.)  and  S.  Kandalaft.  Ann.    Surg. 
17'»(3):530-5'40,  1971. 


9530      ACUTE  APPENDICITIS  WITH  PERFORATION. 

(E.)   Holgersen,  L.  0.  (St.  Luke's 
Hosp.  Ctr.,  New  York,  N.  Y.)  and  E.  G.  Stanley  Brown. 
Am.   J.    Dis.    Child.    122  (it):  288-293,  1971. 


9531 


ARTIFICIAL  ANUS.   (Ger.)   Anke,  H. 

(Ernst  Moritz  Arndt  U.,  Surg.  Clin., 
Greifswald,  Germany),  R.  Braune  and  G.  Maskow. 
Dtsah.    Gesundheitsw.    26  (35) :  1650- 1 65*4 ,  1971. 


95/4I      COMPLETE  PROLAPSE  OF  THE  RECTUM.   A 

REPORT  ON  ]hO    CASES  TREATED  BY  RECTOPEXY. 
(E.)   Loygue,  J.  (St.  Antoine  Hosp.,  Paris),  M. 
Huguier,  M.  Malafosse  and  H.  Biotois.  Br.    J. 
Surg.    58(1 1):8'47- 848,  1971. 


95'42 


MALIGNANT  CARCINOID  OF  APPENDIX.   (E.) 
Pearlman,  D.  M.  (Albert  Einstein  Coll. 
Med.,  New  York,  N.  Y.)  and  K.  Srinivasan.  NY 
State  J.   Med.    71  (12) : 1529-1531 ,  1971. 


9532      CANCER  OF  THE  LEFT  COLON.   (Fr.) 

Baulieux,  J.,  P.  Vuillard,  J.  Venouil 
and  L.  Fischer.  Cah.    Med.    Lyon.    ^47  (29)  :  3099-31  1 1  , 
1971. 


95^43      IRRIGATION  VERSUS  NON  I  RRI  GAT  I  ON  OF 

COLOSTOMY.   (E.)   Wee,  G.  C.  (Jefferson 
Barracks  VA  Hosp.,  St.  Louis,  Mo.),  L.  D.  Jack 
and  W.  Shieber.  Mo.    Med.    68 (8) :622-625 ,  1971. 
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SSA'*      A  CASE  OF  BURSTING  OF  THE  SIGMOID 

COLON  DUE  TO  THE  INJECTION  OF  COMPRESSED 
AIR  INTO  THE  ANUS,   (it.)   Scarabelli,  L.  (Univ. 
Inst.  Gen.  Clin.  Surg.,  Pavia,  Italy)  and  L. 
Bonandrlni.  Minerva  Chir.    26(12)  :639-6'45,  1971. 


9555      VOLVULUS  OF  THE  COLON.   (E.)  Chickepur, 

S.  R.  (Lokmanya  Tilak  Munic.  Med.  Coll., 

Bombay,  India),  V.  S.  Athani  and  C.  R.  Trivedi. 
CuvT.   Med.   Praot.    15  (3) : 6/3-676,  1971. 


95't5      PASTEURELLA  PSEUDOTUBERCULOSIS  INFECTION 

COMPLICATING  ACUTE  APPENDICITIS.   (E.) 
Zentner,  G.  (Roy.  Child.  Hosp.,  Melbourne, 
Austrlia).  Med.    J.   Aust.    2(4) :205-206 ,  1971. 


9556      INFLUENCE  OF  COLONOSCOPY  AND  BIOPSY  ON 

THE  CHOICE  OF  OPERATION  IN  POLYPS  OF 
THE  COLON  AND  RECTUM.   (Fr.)   Francillon,  J.  (l60 
Rue  de  Rome,  Marseille,  France),  J.  Vignal  and  F. 
Lesbros.   C^-irurg-ie  97(5)  :  322-331  ,  1971. 


95'<6      CROHN'S  DISEASE  OF  THE  COLON  (DIFFUSE 

FORM)  AND  RECTUM.   CLINICAL  FEATURES 
AND  COURSE  OF  3  CASES.   (Sp.)   Berenguer,  J.  (La 
Fe  City  Sanit.,  Valencia,  Spain),  G.  Garrido  and 
M.  Rodrigo.  Med.   Esp.    65  (586) :  3A2-35'*,  1971. 


9557      CHILDHOOD  ENCOPRESIS.   A  NEURODEVELOPMENTAL 

FAMILY  APPROACH  TO  MANAGEMENT.   (E.) 
Taichert,  L.  C.  (U.  California  Child.  Study  Unit, 
San  Francisco).  Calif.    Med.    1 15  (2) : 1 1 -1 8,  1971. 


gS't/      DISCOVERY  OF  A  RECTOS  I GMO  I  DAL  VILLOUS 
TUMOR  AS  A  RESULT  OF  SEVERE  WATER  AND 
ELECTROLYTE  DEPLETION  IN  A  PATIENT  PREVIOUSLY 
GASTRECTOMIZED  FOR  CANCER.   (Fr.)   Lefebvre,  J., 
M.  Verhaeghe,  A.  Clay  and  C.  Chechan.  Lille  Med. 
16(6):8'»6-851,  1971. 


95'*8      INFLAMMATORY  TUMORS  OF  THE  TRANSVERSE 
COLON.   (Rus.)   Kravets,  S.  T.  Klin. 
Khir.   51(7):65-66,  1971. 


9558      RECTAL  CANCER,  TO  BURN  OR  NOT  TO  BURN. 

(E.)   Stearns,  M.  W. ,  Jr.  (Mem.  Hosp. 
Cancer  Allied  Dis.,  New  York,  N.  Y.).  CA   21^4): 
267-268,  1971. 


9559      REPLY  TO  THE  COMMUNICATION  OF  GUY  AND 

MONIQUE  ALBOT.   'THE  RAISED  PERILESIONAL 
MUCOSA  AS  AN  EARLY  SIGN  OF  CARCINOMA  OF  THE 
RECTUM'  ITS  SIGNIFICANCE  AND  PATHOLOGIC  SUBSTRATUM. 
(Fr.)   Gutmann,  R.  A.  Ann.    Med.    Interne    (Paris) 
122(l):39-'»0,  1971. 


95'*9      THE  INTERNAL  OPENING  OF  ANORECTAL  FISTULAS. 

(Rus.)  Tuid'anov,  H.  K.  Klin.    Khir. 
51 (7). -66-68,  1971. 


9550      INTRA-ANAL  ELECTRODE:   A  STIMULUS  TO 

BOWEL  AND  BLADDER  CONTROL.   (E.)   Glen, 
E.  S.  (Victoria  Infirm.,  Glasgow,  Scotland).  J. 
Pediatr.    Surg.    6(2,  Pt.  1): 138-142,  1971. 


9551      PATHOPHYSIOLOGICAL  STUDIES  OF  SUBTOTAL 

COLECTOMY  IN  DOGS.   THE  MOTILITY  OF  THE 
ILEUM  AND  ITS  RELATION  TO  DIARRHEA.   (Jap.) 
Fukunishi,  S.  (Mie  Pref.  U.  Sch.  Med.,  Tsu, 
Japan).  J.   Jap.    Soa.    Coloproatol.    23 (4): 1-28  & 
63,  1971. 


9560 

RECTUM. 

Nouchet. 

507-519, 


9561 


SERIOUS  WATER  AND  ELECTROLYTE  LOSSES 

ASSOCIATED  WITH  VILLOUS  TUMORS  OF  THE 

(Fr.)   Cavellat,  J.  F.,  A.  Tadei  and  Y. 

Anesthesiol.   Analg.   Reanim.    28(3): 
1971. 


IMMUNOLOGIC  ASPECTS  OF  CARCINOMA  OF 
THE  COLON.   (E.)   Lamon ,  E.  W.  (U. 

Alabama  Birmingham  Med.  Ctr.).  Ala.    J.    Med.    Soi. 

8(2):223-226,  1971. 


9562      ISCHEMIC  COLITIS  IN  CHRONIC  RECURRENT 
VOLVULUS  OF  THE  SIGMOID  COLON.   (Ger.) 
Hermanek,  P.  (U.  Erlangen-Nuremberg  Surg.  Clin., 
Germany)  and  E.  Muhe.  Chirurg   42(0:27-30,  1971. 


9552 


Chir. 


9553 


RECTOCOLIC  POLYPOSIS.   (Fr.)   Laurent, 
J.  C.  (City  Hosp.,  Lille,  France).  J. 
(Paris)    101  (5-6) :467-504,  1971, 


Figiel 


9554 


VOLVULUS  OF  THE  CECUM  AND  ASCENDING 
COLON.   (E.)   Figiel ,  S.  J,  and  L.  S. 
J.   Ahdom.    Surg.    13(7) : 156-158,  1971. 


IDIOPATHIC  PROCTOCOLITIS  WITH  COMMENTS 
ON  THE  DISEASE  PATTERN  IN  MADRAS.   (E.) 

Madanagopalan,  N.  (Madras  Med.  Coll.,  India). 

Indian  Praot.   24(l):57-63,  1971. 


9563      CLOSURE  OF  COLOSTOMY.   (E.)   Knox, 
A.  J.  S.  (Roy.  Devon  Exeter  Hosp., 
Exeter,  England),  F.  D.  H.  Birkett  and  C.  D. 
Collins.  Br.    J.    Surg.    58(9) :669-672 ,  1971. 


9564      A  GIANT  SIGMOID  DIVERTICULUM:   REPORT 

OF  A  CASE.   (E.)   Saha,  S.  P.  (Jackson- 
ville Hosp,  Educational  Prog.,  Fla.)  and  C.  B. 
Roesch.  Dis.    Colon  Rectum   15(l):63-65,  1972. 


9565 


DUPLICATION  OF  THE  TRANSVERSE  COLON, 
INCLUDING  A  CONTRIBUTION  TO  THE  THEORY 
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CONCERNING  THE  DEVELOPMENT  OF  THIS  MALFORMATION. 
(Ger.)   Reismann,  B.  (Univ.  2nd  Surg.  Clin., 
Cologne,  Germany),  H.  J.  Hernandez  Richter  and  G, 
Lill.   Z.  Kinderohiv.    10(2) :  l8'4-192,  1971. 


9566  PATHOGENESIS  AND  THERAPY  OF  EXTENSIVE 
POLYCYSTIC  LYMPHANGIOMA  OF  THE  COLON. 

(Ger.)   Strauss,  W.  (Olga  Hosp.,  Stuttgart,  Ger- 
many).  Z.  Kinderohir.    10(2) : 249-255,  1971. 

9567  APPENDICITIS  IN  CHILDREN.   (E.) 
Samuels,  G.  A.  S.  (Child  Hosp.,  Kingston, 

Jamaica).  West  Indian  Med.   J.    20(2) : 101-105, 
1971. 

9568  DETECTION  OF  TUMOR  CELLS  IN  BLOOD  OF 
PATIENTS  WITH  MALIGNANT  TUMORS  OF  THE 

RECTUM.   (Rus.)   lakovleva,  M.  P.  (N.  N.  Petrov 
Res.  Inst.  Oncol.,  Leningrad,  USSR),  R.  N. 
Poljukhova  and  I.  K.  Seleznev.  Vopr.    Onkol. 
\7(e):33-hh,    1971. 


9569      INFECTION  OF  THE  OPERATIVE  WOUND  DURING 

SYNCHRONOUS  ABDOMINOPERINEAL  EXTIRPATION 
OF  THE  RECTUM  FOR  CANCER.   (Rus.)   Inoiatov, 
I.  M,  (RSFSR  Min.  Publ .  Health  Clin.,  Moscow), 
0.  P.  Marko  and  T.  K.  Korneva.  Vopr.    Onkol. 
]7{(>):hk-k8,    1971. 


Hosp.,  London).  Proa.   R.    Soo.   Med.    e^i  (9) :  959-962, 
1971. 


957^4      ILEORECTAL  ANASTOMOSIS:   REVIEW  1952 

TO  1968.   (E.)   Aylett,  S.  0.  (Gordon 
Hosp.,  London).  Proa.    R.    Soa.   Med.    6it  (9)  :967-971  , 
1971. 


9575  A  RARE  CASE  OF  MECHANICAL  OCCLUSION  OF 
THE  INTESTINE  DUE  TO  A  PESSARY.   (Pol.) 

Lukomski ,  L.  (Dist.  Hosp.,  Sanok,  Poland).  Pol. 
Tyg.    Lek.    26(30:1202-1203,  1971. 

9576  EXPERIENCES  WITH  DOUBLE  CONTRAST 
RADIOGRAPHY  OF  THE  LARGE  INTESTINE. 

(Ger.)      Hof,    J.    (Ganghoferstr.    15't,   Munich, 
Germany)    and  H.    May.     Munah.   Med.    Wochenschr. 
11  3^*2) :  1378-138'*,    1971. 


9577 


THE  NATURE  OF  'INFLAMMATORY  TUMORS'  OF 
THE  CECUM.   (Rus.)   Chissov,  V.  I., 

I.  V.  Astrozhnikov  and  T.  I.  Novgorodskaia. 

Khirurgiia   (Mask.)   '♦7  (9)  =87-93,  1971. 


9578      THE  MOTOR  ACTIVITY  OF  THE  GASTROINTESTINAL 

TRACT  IN  PATIENTS  WITH  APPENDICITIS. 
(Rus.)   Grinevich,  V.  A.  Khirurgiia    (Mosk.) 
'*7(9):55-58,  1971. 


9570  UROLOGIC  COMPLICATIONS  OF  ABDOMINO- 
PERINEAL EXTIRPATION  OF  THE  RECTUM. 

(Dan.)   Thorsoe,  H.  (Copenhagen  Hosp.,  Gentofte, 
Denmark).  Ugeskr.    Laeger.    1 33(16)  :739-7'*3,  1971. 

9571  PATHOGENESIS  OF  BACTERIAL  DYSENTERY. 
(Rus.)   Shapiro,  S.  E.  and  S.  A.  Intse. 

Sov.   Med.    3'4(7i:120-123,  1971. 

9572  POSSIBLE  RELATIONSHIPS  BETWEEN  BOWEL 
CANCER  AND  DIETARY  HABITS.   (E.) 

Burkitt,  D.  P.  (Med.  Res.  Council,  London). 
Proa.   R.    Soo.   Med.    64(9) : 964-965 ,  1971. 

9573  PRECANCEROUS  CONDITIONS  OF  THE  LARGE 
BOWEL.   (E.)   Morson,  B.  C.  (St.  Mark's 


9579  FAECAL  STEROID  COMPOSITION  AND  ITS 
RELATIONSHIP  TO  CANCER  OF  THE  LARGE 

BOWEL.   (E.)   Hill,  M.  J.  (St.  Mary's  Hosp.  Med. 
Sch.,  London)  and  V.  C.  Aries.  J.    Pathol. 
104(2):129-139,  1971. 

9580  CLINICAL,  HISTOLOGIC  AND  IMMUNOLOGIC 
ASPECTS  OF  POST-DYSENTERIC  COLITIS. 

(Rus.)   Makarevich,  I .  A.  and  I .  I .  Pinkhasov. 
Sov.  Med.    34(5):24-32,  1971. 

9581  THE  GEOGRAPHICAL  PATHOLOGY  OF  BOWEL 
CANCER  AND  SOME  RELATED  DISEASES. 

(E  )   Hutt  M.  S.  R.  (St.  Thomas  Hosp.  Med.  Sch., 
London)  and  A.  C.  Tempi eton.  Proa.    R.    Soo.    Med. 
64(9):962-964,  1971. 


See  a 
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9582      CONTROLLED  TRIAL  OF  AZATH  I  OPR  I  [JE  IN 

CROHN'S  DISEASE.   (E.)   Rhodes,  J. 
(Univ.  Hosp.,  Cardiff,  Wales),  P.  Beck,  D.  Bainton 
and  H.  Canpbell.  Lanaet   2 (7737) : 1 273-1 276  ,  1971. 

Azatliiopr  i  ne  was  evaluated  in  16  patients  with 
active  Crohn's  disease  in  a  double-blind,  cross- 
over trial.   During  the  azathioprine  period,  7  of 
15  patients  had  no  change  in  symptoms,  6  deteriorated 
and  2  improved.   During  placebo  period,  no  change 
was  seen  in  11  patients,  one  deteriorated,  and  2 
(possibly  3)  improved.   Of  the  6  patients  who 
became  worse  while  on  azathioprine,  the  drug  was 
the  cause  of  problems  (allergic  reaction  and 
severe  colic)  in  2.   Although  the  WBC  count  fell 
in  most  patients  while  on  azathioprine,  only  1 
developed  a  leukopenia  of  less  than  3000  per  mm. 
There  was  no  difference  in  the  occurrence  of  colic 
or  stool  frequency  in  the  2  treatment  periods. 
Certain  forms  of  Crohn's  disease,  in  a  particular 
phase  of  activity,  may  be  responsive  to  azathioprine; 
however,  it  should  be  used  with  caution  and  only 
when  other  measures  have  failed. 


958/4      EOSINOPHILIC  GRANULOCYTES  IN  THE  RECTAL 

MUCUS  OF  PATIENTS  WITH  ULCERATIVE 
COLITIS  AND  CROHN'S  DISEASE  OF  THE  ILEUM  AND 
COLON.   (E.)   Anthonisen,  P.  (Gentofte  Hosp., 
Hellerup,  Denmark)  and  P.  Riis.  Scand.    J. 
Gastroenterol.    6(8)  :731-73'»,  1971. 

Cytologic  imprints  of  the  rectal  mucus  were  taken 
from  359  patients  with  ulcerative  colitis  and  36 
patients  with  Crohn's  disease  of  the  small  and 
large  bowel  at  first  diagnostic  contact  and 
examined  for  inflammatory  cells.  Approximately 
70^  of  the  ulcerative  colitis  patients  (2*48) 
disclosed  eos inophi 1 ia.   On  the  other  hand,  in 
Crohn's  disease  eosinophil ia  was  an  exception, 
only  15^  C*)  of  the  patients  showing  these  in- 
flammatory cells  in  their  rectal  mucus.   The 
difference  between  the  proportions  is  highly 
significant.   In  Crohn's  disease  neutrophils  were 
the  predominant  cells  in  the  rectal  mucus. 
Thus,  the  presence  of  eosinophils  in  the  rectal 
mucus  of  patients  not  being  treated  with  gluco- 
corticoids makes  a  diagnosis  of  ulcerative  colitis 
more  likely  than  one  of  Crohn's  disease. 


9583      CONTROLLED  TRIAL  OF  AZATHIOPRINE  IN 
CROHN'S  DISEASE.   (E.)   Willoughby, 
J.  M.  T.  (St.  Bartholomew's  Hosp.,  London),  J. 
Beckett,  P.  J.  Kumar  and  A.  M.  Dawson.  Lanaet 
2(7731  ):9'*'4-9't7,  1971. 

Subjects  with  Crohn's  disease  (22)  consisted  of 
12  in  a  moderate-to-severe  first  attack  or  relapse 
who  had  not  received  corticosteroid  treatment  in 
the  previous  3  months  and  10  outpatients  on  long- 
term  prednisolone  treatment  (5-72  months),  re- 
quiring 7.5-15.0  mg/day  to  control  symptoms. 
Half  the  patients  in  each  group  received  azathio- 
prine, the  other  half  placebo.   In  the  first 
group,  prednisolone  was  started  at  60  mg/day  and, 
once  a  remission  was  obtained,  was  reduced  on  a 
3-week  schedule  to  10  mg ;  if  improvement  continued 
after  discharge,  prednisolone  was  discontinued. 
Azathioprine  was  given  at  k   mg/kg/day  for  the 
first  10  days,  then  2  mg/kg/day  for  1^4  days. 
Patients  in  the  second  group  received  azathioprine 
at  2  mg/kg/day  together  with  their  current  dosage 
of  prednisolone  for  at  least  h   weeks  after  pred- 
nisolone was  reduced  as  for  the  first  group. 
Azathioprine  was  more  effective  than  placebo  in 
maintaining  a  remission  induced  by  prednisolone 
with  or  without  azathioprine.   Ten  of  11  patients 
receiving  azathioprine  completed  the  2'4-week 
trial,  while  8  of  11  taking  placebo  relapsed  and 
had  to  be  withdrawn.   Laboratory  results  of 
patients  on  placebo  bore  little  relation  to  their 
clinical  response,  while  improvement  due  to 
azathioprine  was  usually  adequately  reflected  in 
laboratory  tests.   The  mean  interval  between 
discontinuation  of  prednisolone  and  completion 
of  or  withdrawal  from  the  trial  was  10.7  weeks 
for  those  on  azathioprine  and  '4.O  weeks  for  those 
on  placebo. 


9585      ULCERATIVE  DISEASE  OF  THE  LARGE  INTES- 
TINE IN  PATIENTS  MORE  THAN  50  YEARS 
OLD.   (E.)   Earle,  E.  (Houston,  Tex.)  and  R.  J. 
Rowe.  Dis.    Colon  Reatum    1  5  (l )  :  33-'*0  ,  1972. 

The  incidence,  diagnosis,  indications  for  surgery, 
and  the  surgical  management  of  I8  patients  over 
50  yr  of  age,  selected  from  a  larger  series  of 
105  patients,  with  nonspecific  ulcerative  disease 
of  the  large  intestine  are  presented.   There  were 
9  cases  of  granulomatous  colitis  and  9  cases  of 
nonspecific  ulcerative  colitis.   Most  of  the  18 
patients  had  more  than  one  indication  for  surgery. 
These  indications  were  medical  i nt ract i b i 1 i ty  In 
13,  anemia  in  11,  anorectal  disease  in  k,    toxic 
megacolon  in  2,  suspected  carcinoma  in  '4,  massive 
hemorrhage  in  3,  and  perforation  with  abscess  and 
peritonitis  in  1.   The  surgical  procedures  per- 
formed on  the  patients  were  colectomy  and  ileo- 
stomy in  7,  proctocolectomy  and  ileostomy  in  h, 
colectomy  and  i 1 eoproctostomy  in  2,  right  colectomy 
and  i leotransversostomy  in  1  and  various  other 
procedures  in  the  other  ^4 .   Excellent  surgical 
results  were  obtained  in  7  patients,  good  results 
in  6,  and  poor  results,  including  3  deaths,  in  5. 
The  overall  surgical  mortality  was  5.5%.      The 
patients  treated  by  limited  resection  and/or 
diverting  colostomy  all  eventually  died.   Total 
colectomy  and  ileostomy  appeared  to  be  the  best 
surgical  procedure  for  most  of  the  patients. 


9586      ISCHEMIC  ORIGIN  OF  ULCERATIVE  COLITIS 

ASSOCIATED  WITH  POTENTIALLY  OBSTRUCTING 
LESIONS  OF  THE  COLON.   (E.)   Schwartz,  S.  S. 
(Yale-New  Haven  Hosp.,  Conn.)  and  S.  J.  Boley. 
Radiology    102  (2)  :  2^49-252  ,  1972. 
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Of  90  patients  with  ischemic  disease  of  the 
colon,  9  also  had  associated  neoplasms.   These 
patients  commonly  presented  with  a  picture  of 
decreased  blood  flow  rather  than  carcinoma,  and 
this  was  seen  as  intramural  hemorrhage  (a  char- 
acteristic of  ischemic  necrosis)  with  rapid 
resolution  to  ulcerative  colitis,  stenosis  or 
frank  gangrene.   In  experimental  animals,  increases 
in  intraluminal  pressure  were  accompanied  by 
decreases  in  mesenteric  arterial  blood  flow,  and 
this  was  reversible  with  release  of  the  increased 
pressure.   With  repetition  of  such  insults,  the 
ischemia  was  prolonged  beyond  the  period  of 
elevated  pressure.   Using  in  vivo  i ntra-arteri al 
injection  of  silicone  rubber  at  normal  and  elevated 
intraluminal  pressures  there  was  marked  redistribu- 
tion of  blood  flow;  at  normal  pressures,  the 
mucosal  and  muscular  branches  were  filled  pre- 
ferentially while,  at  elevated  pressures,  the 
submucosal  and  serosal  branches  were  filled.  The 
mucosal  layer  was  least  tolerant  to  anoxemia, 
commonly  showing  reversible  intramural  hemorrhage 
or  ulceration. 


9587  TWO  CASES  OF  HEMORRHAGIC  ULCERATIVE 
COLITIS.   (It.)   Giardiello,  A.  (F. 

Palasciano  Civil  Hosp. ,  Caserta,  Italy),  D.  Russo 
and  S.  Scarpelli.  Rass.    Int.    Clin.    Ter.    51  (lO): 
632-6J42,  1971. 

9588  ULCERATIVE  PROCTOCOLITIS  (REPORT  OF 
CASES).   (It.)   De  Longis,  G.  (U. 

Naples  Inst.  Gen.  Clin.  Surg.,  Italy),  A.  Cennamo 
and  G.  Scaramel 1 i no.  Rass.    Int.    Clin.    Ter. 
51  (10):621-631,  1971. 


Sch.,  Sao  Paulo,  Brazil),  D.  R.  Borges  and  J.  C. 
Carvalho.  Presse  Med.    79(23) : IO6O-IO6I  ,  1971. 


9591 

CASE. 
Hosp. 

Clin. 


CYTOMEGALIC  INCLUSION  DISEASE  AND 
ULCERATIVE  COLITIS.   PRESENTATION  OF  A 
(Sp.)   Rodriguez  Mendez,  F.  (Red  Cross 
Barcelona,  Spain)  and  M.  Galofre.  Med. 
(Bare.)    56(6): 809-81 2,  1971. 


9592      THE  LIVER  IN  ULCERATIVE  COLITIS  PATIENTS. 

(E.)   Royer,  M.  Aota  Gastroenterol. 
Lat.   Am.    2(2):97-98,  1970. 


9593      DIFFERENTIAL  DIAGNOSIS  OF  JAUNDICE  IN 

PATIENTS  WITH  NONSPECIFIC  ULCERATIVE 
COLITIS.   (Rus.)   Karnaukhov,  V.  K.  and  E.  V. 
Stantso.  Ter.   Arkh.    1*3  (6)  :25-29,  1971. 


959't 


PATHOLOGY  OF  ULCERATIVE  COLITIS.   (E.) 
Morson,  B.  C.  (St.  Mark's  Hosp.,  London) 
Proa.   R.   Soa.   Med.    6*4  (9) : 976-977,  1971. 


9595      SURGICAL  TREATMENT  OF  ULCERATIVE  COLITIS. 

(E.)   Goligher,  J.  C.  (Gen.  Infirm., 
Leeds,  England).  Proa.    R.    Soa.    Med.    Si* (9)  : 973-976, 
1971. 


9596      MEDICAL  MANAGEMENT  OF  ULCERATIVE 

COLITIS.  (E.)  Paulley,  J.  W.  (Ipswich 
East  Suffolk  Hosp.,  England).  Proa.  R.  Soa.  Med. 
6it(9):971-973,  1971. 


9589  THE  IMPORTANCE  OF  DISTINGUISHING  BETWEEN 
GRANULOMATOUS  COLITIS  AND  ULCERATIVE 

COLITIS.  (It.)  Biancalana,  L.  (U.  Turin  Sch. 
Med.,  Italy).  Rass.  Clin.  Sai.  Inst.  Bioahim. 
Ital.    i*7(5):  180-182,  1971. 

9590  NONSPECIFIC  ULCERATIVE  COLITIS  ASSOCIATED 
WITH  LUPUS  ERYTHEMATOSUS.   REPORT  OF 

ONE  CASE.   (Fr.)   Vilela,  M.  P.  (Paul i sta  Med. 


9597 


EMERGENCY  OPERATIONS  IN  NONSPECIFIC 
ULCERATIVE  COLITIS.   (Rus.)   ludin, 

I.  I.  and  V.  V.  Sergevnin.  Khirurgiia    (Mosk.) 

i47(9):80-87,  1971. 


9598      ULCERATIVE  COLITIS  DUE  TO  AMEBAE. 

(Sp.)   Santillan  Villasenor,  M.  and  J. 
Vargas  De  La  Cruz.  Cir.    Cir.    39 (2) :8A9-853 , 
1971. 


See  also  number:   9^*72 
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9599      THE  SIGNIFICANCE  OF  THE  VENOUS  PHASE 

OF  CELIAC  AND  SUPERIOR  MESENTERIC 
ARTERIOGRAPHY  IN  EVALUATING  PANCREATIC  CARCINOMA. 
(E.)   Buranasiri,  S.  (Graduate  Hosp.,  Philadelphia, 
Pa.)  and  S.  Baum.  Radiology    102  (1 ):  1 1-20,  1972. 

The  angiograms  of  50  unselected,  consecutive  cases 
of  carcinoma  of  the  pancreas  are  reviewed.   Of 
47  cases  with  adequate  visualization  of  the  splenic, 
portal  and  superior  mesenteric  veins,  46  had 
definite  venous  involvement  ranging  from  mild 
compression  to  complete  occlusion  with  filling 
of  numerous  collaterals.   Whereas  the  superior 
mesenteric  vein  or  portal  vein  was  usually 
affected  when  the  tumor  involved  the  pancreatic 
head,  tumors  of  the  body  and  tail  of  the  pancreas 
deformed  or  occluded  the  splenic  vein.   When  the 
tumor  extensively  involved  the  pancreas,  occlusion 
of  multiple  veins  including  the  splenic,  superior 
mesenteric,  and  portal  were  often  observed. 
Collateral  venous  drainage  via  the  stomach,  colon, 
or  retroperitoneal  area  was  frequent  in  these 
patients. 


Madrid),  T.  Unzaga  Marco  and  J.  Lucas  Gal  lego. 
Rev.    Esp.    Fisiol.    27(2)  :  149-154  ,  1971. 


9602      PROBLEMS  OF  PANCREATIC  ARTERIOGRAPHY. 

(Ger.)   Porstmann,  W.  (Humboldt  U., 
Berlin),  W.  Munster,  D.  Lucas  and  P.  A.  Romaniuk, 
Radiol.    Diagn.    (Berl.)    1 2  (2)  :  196-212  ,  1971. 


9603      ULTRASTRUCTURE  OF  THE  PANCREAS  DURING 

EXPERIMENTAL  CORONARY  CAROTID  PERFUSION. 
(Rus.)   Barhina,  T.  G.  and  L.  A.  Sumbatov.  Arkh. 
Anat.    Gistol.    Embriol.    60(7): 16-21,  1971. 


9604      HEMOLYTIC  ANEMIA  AND  PANCREATIC  ACINAR 

ATROPHY  AND  FIBROSIS  CONDITIONED  BY 
'ELEMENTAL'  LIQUID  DIETS  AND  THE  ORDINARY 
INTESTINAL  MICROFLORA.   (E.)   Levenson,  S.  M. 
(Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.),  D. 
Kan  and  C.  Gruber.  Ann.    Surg.    174  (3)  :469-510, 
1971. 


9600      RELATING  MUCUS,  CALCIUM,  AND  SWEAT  IN 

A  NEW  CONCEPT  OF  CYSTIC  FIBROSIS.   (E.) 
Gibson,  L.  E.  (Child  Mem.  Hosp.,  Chicago,  111.), 
W.  J.  Matthews,  Jr.,  P.  T.  Minihan  and  J.  A. 
Patti.  Pediatrics  k8{5):(>9S-7\0,    1971. 

The  authors  describe  the  results  of  6  experiments 
demonstrating  a  relationship  between  mucus 
permeability,  calcium  and  sweat.   When  flow  rates 
of  saline  through  a  film  of  nond ialyzable  mucus 
residue  from  submaxillary  saliva  were  measured, 
flow  from  films  made  from  normal  saliva  was  signifi- 
cantly increased  by  the  addition  of  calcium,  and 
the  flow  through  a  residue  of  saliva  made  from 
patients  with  cystic  fibrosis  was  also  significantly 
greater  than  through  normal  saliva.   In  measurement 
of  flow  of  fluids  across  the  rat  intestinal  wall, 
the  removal  of  mucus  with  bicarbonate  solutions 
and  the  incubation  of  the  intestine  with  calcium 
solutions  led  to  an  increased  rate  of  flow. 
Incubation  of  the  rat  intestine  with  cystic 
fibrosis  and  normal  sera  resulted  in  greater  rates 
of  flow  into  the  lumen  treated  with  cystic  fibrosis 
serum  than  into  the  lumen  treated  with  normal 
serum.   In  normal  subjects,  iontophoresis  of 
calcium  prior  to  pilocarpine  iontophoresis  resulted 
in  sweat  with  a  greater  concentration  of  chloride 
and  a  lower  rate  of  production  than  those  obtained 
with  pilocarpine  iontophoresis  alone.   It  is 
concluded  that  mucus  inhibits  the  passive  flow 
of  water  and  small  ions.   Cystic  fibrosis  is  a 
condition  in  which  the  mucus  is  hyperpermeable 
and  fails  to  function  adequately  secondary  to  an 
excess  secretion  of  calcium  from  exocrine  glands. 


9601      ENZYMATIC  STUDY  IN  THE  SERUM  AND  URINE 

OF  PANCREATECTOMIZED  ANIMALS.   (Sp.) 
Munoz  Calvo,  R.  (Spanish  Inst.  Physiol.  Biochem., 


9605      ULTRASONIC  DIAGNOSIS  OF  TUMORS  OF  THE 

PANCREATIC  REGION.  (Ger.)  Engelhart, 
G.  J.  and  U.  W.  Blauenstein.  Med.  Hyg.  29(948): 
118-120,  1971. 


9606      INDICATIONS  AND  RESULTS  OF  SURGERY  IN 

155  CASES  OF  CANCER  OF  PANCREAS.   (Fr.) 
Salembier,  M.  Y.  Lille   Chir.    26(2):57-65,  1971. 


9607      ANGIOGRAPHY  IN  PANCREATIC  DISEASES. 

(E.)   Pinchuk,  L.  A.  (Julio  Mendez  Hosp. 
Buenos  Aires,  Argentina).  Aata  Gastroenterol. 
Lat.    Am.    2(2):87-95,  1970. 


9608      PANCREATIC  ASCITES  AND  THORACIC  FLUID 
COLLECTIONS  IN  PANCREATIC  PSEUDOCYSTS. 
PERSONAL  EXPERIENCES  WITH  SIX  CASES..  (Slovene) 
Zakel j  ,  V.  (MF  Surg.  Clin.,  Ljubljana,  Yugoslavia), 
Zdrav.    Vestn.    40(5) : 187-190,  1971. 


9609      A  CASE  OF  CARCINOMA  OF  THE  PANCREAS 

DIAGNOSED  BY  HYPOTONIC  DUODENOGRAPHY. 
(Jap.)   Nakatani,  M.  (Saiseikai  Wakayama  Hosp., 
Wakayama,  Japan),  M.  Shingaki  and  S.  Sionuma. 
Wakayama  Igaku   (J.    Wakayana  Med.    Soo.)    22(1): 
95-98,  1971. 


9610      THE  ROLE  OF  SCINTIGRAPHY  IN  THE 

DIAGNOSIS  OF  DISEASES  OF  THE  PANCREAS. 
(Rus.)  Zsebok,  Z.,  F.  Hernadi  and  K.  Martonffi. 
Vestn.   Rentgenol.   Radiol.    46(4):48-51,  1971. 


9611 


PANCREATODUODENAL  RESECTION  IN  RARE 
FORMS  OF  PANCREATIC  HEAD  TUMOURS. 
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(Rus.)   Ermolov,  A.  S.,  E.  A.  Muginshtein  and 
P,  I.  Ostrin.  Sov.   Med.    J,h {5) -.3^ S^ ,    1971. 


M.  Rohman.  NY  State  J.    Med.    71(19) :231 2-231 3. 
1971. 


9612      JAUNDICE  FROM  PANCREATIC  PSEUDOCYST. 

(E.)   Masih,  B.  (Grasslands  Hosp.,  New 
York,  N.  Y.),  A.  B.  Lowenfels,  P.  D.  Pendse  and 


9613      ANGIOGRAPHY  IN  DISEASES  OF  THE  PANCREAS. 

(Ger.)   Pokieser,  H.  (Univ.  1st  Med. 
Clin   Vienna).  RoentgenUatter  lh{(,) -.ny-l^^ ,    \31\ . 


See  also  numbers:   9002,  9202,  9213,  9356,  9502,  9633 
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%]k  RECURRENT  PANCREATITIS  DUE  TO  PARA- 

THYROID ADENOMA  IN  A  NORMOCALCEM I C 
PATIENT.   (E.)   Ballon,  S.  (1950  Cooley  Ave. , 
Palo  Alto,  Calif.),  H.  Cohen  and  Z.  Strasberg. 
Can.   Med.   Assoc.    J.    106  (1 )  :51-5'*,  1972. 

Physical  examination,  skeletal  survey  and  serum 
electrolytes  were  all  normal  in  a  53-yr-old 
Italian  woman  presenting  with  a  left  breast  mass 
and  mild  diabetes.   One  month  later,  the  patient 
complained  of  severe  epigastric  pain  radiating 
to  the  left  shoulder,  sweating,  diarrhea  and 
nausea;  she  had  a  polymorphonuclear  leukocytosis 
and  elevated  amylase  and  was  treated  successfully 
with  i.v.  fluids  and  nasogastric  suction  for  acute 
pancreatitis.   Three  weeks  later,  the  patient 
returned  with  nausea,  heartburn  and  band-like 
upper  abdominal  pain;  serum  amylase  fell  from 
1800  to  128  units  after  2  days  of  conservative 
therapy.   During  a  third  pancreatitis  episode  5 
mo  later,  6  serum  calcium  and  phosphorus  deter- 
minations were  normal.  Tubular  resorption  of 
phosphate  was  79^.   On  the  basis  of  this  equivocal 
result  (85^  lower  limit  of  normal),  an  angiographic 
search  for  a  parathyroid  tumor  was  undertaken. 
Surgical  exploration  of  the  neck  revealed  a  left 
upper  parathyroid  adenoma  measuring  3x2x1.5  cm 
lying  completely  inside  a  normal  thyroid.   Hyper- 
parathyroidism was  apparently  the  primary  dis- 
turbance in  this  case. 


9615      EXTRAHEPATIC  PORTAL  HYPERTENSION  CAUSED 

BY  CHRONIC  PANCREATITIS.   (E.) 
Longstreth,  G.  F.  (Mayo  Clin.,  Rochester,  Minn.), 
A.  D.  Newcomer  and  P.  A.  Green.  Am.    J.    Intern. 
Med.    75(6):903-908,  1971. 

Pancreatitis  was  the  sole  predisposing  disease 
in  only  5  of  16^*  patients  with  extrahepatic  portal 
hypertension.   Four  patients  suffered  gastro- 
intestinal bleeding  sometimes  during  their  ill- 
ness; splenomegaly  was  present  on  abdominal 
examination  in  ^t  and  at  operation  in  the  fifth 
patient.   The  correct  diagnosis  of  extrahepatic 
portal  hypertension  was  made  before  operation  in 


only  2  cases.   Splenoportography  plays  an  important 
role  along  with  upper  gastrointestinal  roentgeno- 
grams and  endoscopy.  Treatment  of  extrahepatic 
portal  obstruction  in  pancreatitis  depends  on  2 
factors:   presence  or  absence  of  hemorrhage  from 
esophageal  varices  and  the  location  of  the 
obstruction.   For  bleeding  and  splenic  vein 
obstruction,  treatment  is  splenectomy  without  a 
portal  systemic  shunt;  if  the  portal  vein  is 
also  obstructed,  splenectomy  alone  is  inadequate 
and  a  mesocaval  shunt  may  be  considered.  With 
widespread  occlusion,  ligation  of  varices  or 
resection  of  the  esophagogastric  junction  may  be 
the  only  choice. 

9616      DEFIBRINATION  IN  ACUTE  PANCREATITIS. 

(E.)   Greipp,  P.  R.  (NCI,  Bethesda, 
Md.),  J.  A.  Brown  and  H.  R.  Gralnick.  Ann. 
Intern.   Med.    76(0:73-76,  1972. 

A  case  is  reported  of  an  8-yr-old  girl  with  a  7" 
yr  history  of  acute  lymphocytic  leukemia  who  was 
admitted  with  a  WBC  of  l6,500/mm3  (with  67^ 
segmented  polyps  and  3^  blasts)  and  a  moderately 
hypercellular  marrow  with  70^  lymphoblasts ,  and 
a  normal  coagulation  profile.   She  was  started 
on  i.v.  L-asparaginase  (20,000  units/day)  and 
during  the  following  week  showed  a  decrease  in 
temperature,  WBC,  peripheral  lymphoblasts  and 
size  of  liver  and  lymph  nodes;  the  serum  trans- 
aminases returned  to  normal  from  their  mild 
elevation  and  the  serum  amylase  remained  mildly 
elevated.   On  the  fifth  day,  the  partial  thrombo- 
plastin tine  and  thrombin  time  were  prolonged, 
the  prothrombin  time  normal.  This  drug  was  dis- 
continued on  the  ninth  day  when  she  developed 
focal  motor  seizures  that  were  controlled  with 
i.v.  diazepam.   Over  the  next  few  days  she 
developed  a  classical  case  of  acute  pancreatitis 
with  all  the  clinical  and  laboratory  changes. 
All  coagulation  studies  were  markedly  abnormal 
with  moderate  depression  of  factors  VII  and  IX. 
High  levels  of  proteolytic  activity  were  present 
and  increased  levels  of  fibrin  split  products 
were  noted.   The  plasminogen  level  was  decreased 
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and  the  euglobulin  lysis  time  shortened,  and  the 
platelet  count  dropped.   After  3  days  she  began 
to  show  improvement  of  all  clinical  and  laboratory 
parameters.   She  was  afebrile  and  asymptomatic 
when  discharged.   On  the  eleventh  day  after  the 
onset  of  pancreatitis,  a  bone  marrow  specimen 
showed  1001  leukemic  cells. 


9617      EPSILON-AMINOCAPROIC  ACID  IN  TREATMENT 

OF  ACUTE  PANCREATITIS.   (E.)   Konttinen, 
Y.  P.  (Maria  Hosp.,  Helsinki).  Saand.   J.    Gastro- 
enterol.  6(8):715-7l8,  1971. 

The  use  of  eps i lon-aminocaproi c  acid  (EACA)  in 
the  treatment  of  acute  pancreatitis  was  evaluated 
in  ^7   patients  and  compared  with  results  using 
Trasylol  (Al  patients)  and  conventional  methods 
(^♦1  patients).   The  differences  in  the  rates  of 
normalization  of  the  laboratory  values  and  duration 
of  the  hospotal  treatment  in  the  3  groups  were 
clinically  insignificant.   Whereas  there  were  no 
deaths  in  the  aminocaproic  acid-treated  group, 
there  were  2  deaths  in  the  Trasylol -treated  group 
and  3  in  the  conventionally-treated  group.   In 
the  Trasylol  grou'p  1  patient  who  died  showed 
massive  pulmonary  embolism  and  pancreatic  necrosis, 
and  the  other  had  pancreatic  necrosis  and  acute 
renal  tubular  damage.   The  3  conventionally 
treated  patients  that  died  showed  acute  hemorrhagic 
pancreatitis,  with  no  significant  renal  changes. 
Thus,  the  use  of  eps i lon-aminocaproi c  acid  in 
acute  pancreatitis  does  not  appear  to  be  attended 
with  an  undue  risk  of  Intravascular  clotting. 


9618      THE  EFFECT  OF  SECRETIN  AND  PANCREOZYMIN 

ON  PANCREAT I  CO-DUODENAL  LYMPH  FLOW  AND 
LIPASE  ACTIVITY  IN  NORMAL  DOGS  AND  ON  THORACIC 
DUCT  LYMPH  FLOW  AND  LIPASE  ACTIVITY  IN  RATS  WITH 
CHRONIC  PANCREATITIS.   (E.) 
Acad.  Sci .  Inst.  Exp,  Med., 
E.  J.  Horvlth  and  I.  Fodor. 
67-73,  1971. 


Papp,  M.  (Hungarian 
Budapest)  ,  S.  Ormai , 
Lymphology   ^{3)  •■ 


Secretin  and  pancreozymin,  when  infused  together 
in  a  dose  of  0.1  U/kg  body  wt/min  over  a  'tS-min 
period  into  the  pancreaticoduodenal  artery 
significantly  increased  the  rate  of  pancreatico- 
duodenal lymph  flow  from  the  pancreas  of  dogs 
pretreated  with  physiological  saline.   Secretin 
and  pancreozymin  failed  to  produce  a  greater 
effect  on  pancreaticoduodenal  lymph  flow  than 
either  physiological  saline  or  secretin  given 
alone.   Lipase  activity  in  pancreaticoduodenal 
lymph  and  in  superior  pancreaticoduodenal  venous 
blood  flow  was  increased  only  when  secretin  and 
pancreozymin  were  given  simultaneously.   Sunflower 
oil,  as  well  as  trypsin,  when  injected  into  the 
pancreas  of  rats,  gave  rise  within  IA-I8  days  to 
histological  alterations  characteristic  of  chronic 
pancreatitis.   Lipase  activity  in  the  pancreatic 
juice  following  stimulation  with  secretin  and 
pancreozymin  was  1000  times  higher  in  the  normal 
controls  than  in  the  rats  treated  with  sunflower 
oil,  and  10  times  higher  than  in  the  trypsin- 


treated  animals.   While  thoracic  duct  flow  was 
not  affected  by  the  injection  of  sunflower  oil  or 
trypsin  into  the  pancreas,  lipase  activity  was 
undetectably  low  in  the  blood  plasma  of  these 
animals  after  secretin  and  pancreozymin  stimulation. 


9619      CHRONIC  RELAPSING  PANCREATITIS.   SURGICAL 

MANAGEMENT  INCLUDING  SIXTY-THREE  CASES 
OF  PANCREATICODUODENECTOMY.   (E.)   Guillemin,  G. 
(Hotel  Dieu,  Lyon,  France),  J.  Cuilleret,  A. 
Michel,  P.  Berard  and  J.  Feroldi.  Am.    J.    Surg. 
122(6) :802-807,  1971. 

Pancreaticoduodenectomy  was  performed  in  63 
patients  with  chronic  relapsing  pancreatitis  and 
stone  formation  after  careful  pre-  and  intra- 
operative evaluation.   Of  the  63  patients,  6  were 
lost  to  follow-up,  15  were  dead  and  k2   alive  at 
the  end  of  3  yr.   Symptomatic  and  clinical  re- 
sults in  the  surviving  hi   patients  who  were 
followed  were  good  in  31  patients,  fair  in  6, 
poor  in  2,  and  bad  in  3.   Pulmonary  problems 
caused  death  in  6  patients,  and  hepatic  cirrhosis 
was  the  cause  of  death  in  8.   Over  the  long  term, 
the  initially  good  results  with  respect  to  relief 
of  pain  was  gradually  vitiated  in  about  a  third 
of  the  patients.   The  good  initial  results  were 
generally  maintained  in  the  patients  who  took  a 
normal  diet  and  abstained  from  alcohol.   Thus, 
pancreat icoduodenostomy  seems  justifiable  in 
patients  with  a  strong  and  sincere  desire  to  get 
well  and  have  undergone  other  unsuccessful 
operative  or  medical  procedures  for  chronic 
relapsing  pancreatitis  with  pancreatic  lithiasis. 


9620      METHEMALBUMIN  IN  ACUTE  PANCREATITIS: 

AN  EXPERIMENTAL  AND  CLINICAL  APPRAISAL. 
(E.)   Kelley,  T.  R.  (Case  Western  Reserve  U. 
Sch.  Med.,  Cleveland,  Ohio),  R.  L.  Klein,  J.  M. 
Porquez  and  G.  M.  Homer.  Ann.    Surg.    1 75 (l ) : 1 5-1 8, 
1972. 

Subjects  were  dogs  with  experimentally-created 
acute  hemorrhagic  pancreatitis,  acute  edematous 
pancreatitis,  perforated  peptic  ulcer,  small 
bowel  obstruction,  superior  mesenteric  vein  or 
artery  occlusion,  jejunal  strangulation,  and  sham- 
Taparotomi zed  controls.   Human  subjects  consisted 
of  patients  admitted  for  elective  surgery  and 
those  with  clinical  entities  similar  to  those 
created  experimentally  in  dogs.   In  the  control 
dogs  there  was  no  elevation  of  either  serum  amylase 
(normal  of  100-950  units)  or  methemal bumi n  (0-8 
mg/lOO  ml).   Dogs  with  acute  edematous  pancreatitis 
had  rises  In  serum  amylase  to  a  maximum  of  2500 
units;  this  began  12  hr  postoperatively  and  re- 
turned to  normal  by  48  hr.   Methemal bumi n  levels 
remained  normal,  never  exceeding  6  mg/100  ml. 
All  dogs  with  acute  hemorrhagic  pancreatitis 
showed  Increased  levels  of  methemal bumi n  ranging 
from  25-125  mg/100  ml;  these  began  to  rise  15  hr 
postoperatively  and  remained  elevated  for  6  days. 
Although  70^  of  dogs  with  other  procedures  had 
elevated  amylase  levels,  none  had  methemal bumi n 
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levels  above  8  mg/100  ml.   None  of  the  human 
controls  showed  a  rise  of  either  amylase  (less 
than  140  mg/100  ml)  or  methemalbumi n  (less  than 
8  mg/100  ml).   All  15  with  acute  edematous  pan- 
creatitis developed  amylase  levels  of  '4OO-32OO 
units,  while  none  had  elevated  methemal bumi n 
levels.   All  5  with  acute  hemorrhagic  pancreatitis 
had  elevated  amylase  (750-2800  units)  and  elevated 
methemalbumin  (50-170  mg/100  ml)  levels.   Levels 
increased  at  15-18  hr  after  onset  of  illness  and 
remained  up  for  6  days.  Although  50^  of  the 
other  patients  had  elevated  amylase  levels,  none 
showed  elevations  of  methemalbumin. 


9621      URGENT  PANCREATECTOMY  IN  ACUTE  PAN- 
CREATITIS.  (Ger.)   Hollender,  L.  F. 
(Univ.  Hosp.  Ctr.,  Strasbourg,  France),  M.  Gil  let 
and  J.  J.  Kohler.  Langenbecks  Arch.    Chir.    328('»): 
3IA-327,  1971. 

Evaluation  of  results  of  early  total  or  subtotal 
pancreatectomy  performed  several  hr  to  3  days 
after  admission  on  17  patients  with  necrotizing 
hemorrhagic  pancreatitis  revealed  that  5  of  6 
with  acute  postoperative  and  6  of  11  with  acute 
primary  pancreatitis  survived.   The  importance 
of  early,  extensive  surgery  in  cases  of  post- 
operative pancreatitis  is  stressed.   In  acute 
primary  pancreatitis  surgical  intervention  also^ 
seems  indicated  if  symptoms  do  not  subside  within 
8-12  hr.  Acute  diffuse  pancreatitis  affecting 
the  whole  organ  is  an  indication  for  subtotal^ 
pancreatectomy,  if  the  pancreatic  head  alone  is 
affected,  necrotic  areas  are  removed.   Complications 
and  surgical  techniques  of  sequestrectomy,  left 
partial  pancreatectomy  and  duodenopancreatectomy 
are  discussed,  and  it  is  suggested  that  the 
latter  is  usually  not  justified  in  the  acute  phase 
since  mortality  is  high.  Only  1  of  3  patients 
survived  the  procedure. 


9623      ACUTE  PANCREATITIS  IN  PREGNANCY.   (Ger.) 
Tornoczky,  J.  (Country  Hosp.,  Szekszard, 
Hungary).  Zentvalbl.    Gynaekol.    93 (20) : 693-699, 
1971. 

962^4      THE  IMPORTANCE  OF  WHOLE  ABDOMEN  AND 

LUNG  X  RAYS  IN  THE  DIAGNOSIS  OF  ACUTE 
PANCREATITIS.   (Ger.)   Gay,  B.  (Martin  Luther  U. 
Surg.  Clin.,  Halle,  Germany)  and  H.  G.  Baars. 
Dtsoh.    Gesund^eits  26(22):1010-1013,  1971. 


9625  THE  PROGNOSIS  OF  ACUTE  PANCREATITIS. 

(Ger.)   Latotzki,  H.  (Ernst  Moritz 
Arndt  U.  Med.  Clin.,  Greifswald,  Germany)  and  C. 
Thiele.   Z.  Gesamte  Inn.   Med.    26(12) : 405-^407, 
1971. 

9626  FEATURES  OF  CHRONIC  PANCREATITIS  IN 

•         ELDERLY  PATIENTS.   (Rus.)   Valenkevich, 
L.  N.  Ter.   Arkh.    '43(6)  :'t9-51  ,  1971. 

9627  BEHAVIOR  OF  NONSPECIFIC  PHOSPHATASES 
IN  THE  KIDNEYS  IN  THE  COURSE  OF  ACUTE 

EXPERIMENTAL  PANCREATITIS  IN  DOGS.   (Pol.) 
Musiatowicz,  B.  (Med.  Acad.  Inst.  Pathol.  Anat., 
Bialystok,  Poland),  J.  Popow  and  A.  Gabryelewi cz. 
Patol.    Pol.    22(3):'»29-it37,  1971. 

9628  HYPERTENSION  OF  THE  SUPERIOR  MESENTERIC 
VEIN  IN  CHRONIC  PANCREATITIS.   (Fr.) 

Ribet,  M.  (CHU  Surg.  Clin.,  Lille,  France),_P. 
Quandalle  and  C.  L'Hermine. 
273-282,  1971. 


Chirurgie   97  C*) : 


9629      ANEURYSM  OF  THE  GASTRODUODENAL  ARTERY 

AND  CHRONIC  PANCREATITIS.   (Fr.) 
Blanchon,  P.  (Bicetre  Hosp.,  Kremlin  Bicetre, 
France),  M.  Hivet  and  F.  Potet.  Ann.   Med. 
Interne    (Paris)    122  (2)  :225-231 ,  1971. 


9622      MYOCARDIAL  INFARCTION  AND  ACUTE 

PANCREATIC  DISEASE.   (Fr.)   Denis,  B. , 
E.  Lanney  De  Courten  and  M.  Rival.  Grenoble  Med. 
Chir.    9(10):379-38'»,  1971. 


9630 
(Rus.) 


DIFFERENTIAL  DIAGNOSIS  OF  CHRONIC 
PANCREATITIS  AND  CANCER  OF  THE  PANCREAS. 
Malinovski,  N.  N.,  V.  I.  Sokolov  and 
K.  Vasiliev.  Sov.    Med.    3'»(5)  :  82-87 ,  1971. 
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9631      PRIMARY  CAUSE  OF  UNSUCCESSFUL  LIVER 

AND  HEART  PRESERVATION:   COLD  SENSITIVITY 
OF  THE  ATPase  SYSTEM.   (E.)   Martin,  D,  R.,  D.  F. 
Scott,  G.  L.  Downes  and  F.  0.  Belzer  (U.  California 
Med.  Ctr. ,  San  Francisco).  Ann.    Surg.    175(1): 
111-117,  1972. 

After  whole  organ  perfusion  during  hypothermic 
(10°  C)  conditions  for  24  hr,  2U  of  tissue 
potassium  was  lost  from  the  kidney  slices,  and 
under  similar  conditions,  the  heart  lost  35.8^ 
and  the  liver  lost  53.5^.   Coincident  sodium 
gains  were  45.9,  132.5  and  196^  in  kidney,  heart 
and  liver,  resp.   Ouabain  inhibition  of  the  ATPase 
system  at  10°  C  caused  a  significant  efflux  of 
potassium  from  kidney  cortex  slices,  but  not 
liver  or  heart  slices,  suggesting  that  the  kidney 
was  the  only  organ  in  which  the  energy-dependent 
cation  transport  system  was  active  at  10°  C. 
Kidney  cortex  slices  showed  a  significant  ouabain 
effect  on  potassoum  efflux  from  10°  to  37°  but 
not  at  0°  C;  maximum  retention  of  tissue  potassium 
was  seen  at  20°  C.   In  contrast,  liver  slices 
showed  a  ouabain  effect  only  at  20°  C  and  at  37°  C. 
The  high  intrinsic  cold  sensitivity  of  cation 
transport  in  liver  and  heart  may  explain  the 
poor  preservation  characteristics  of  liver  and 
heart. 


9632      ELECTROSURGERY  IN  RESECTIONS  OF  THE 
LIVER.   AN  EXPERIMENTAL  STUDY.   (E.) 
Kluge,  T.  H.  (Inst.  Med.  Sci . ,  San  Francisco, 
Calif.)  and  S.  R.  Ullal  .  Am.    J.    Surg.    122(6): 
792-796,  1971. 

The  use  of  electrosurgery  in  liver  resection  was 
evaluated  in  dogs.   Parenchymal  bleeding  was 
easily  controlled  by  use  of  electrocautery  during 
resection.   The  larger  central  vessels  of  each 
lobe  were  the  only  source  of  major  hemorrhage  and 
they  were  clamped  and  cauterized  without  the  use 
of  sutures  or  hemocllps.   After  resection,  the 
hemostasis  was  complete  in  all  instances,  without 
oozing  of  blood  or  bile.  At  autopsy  1  day  to  3.5 
months  after  surgery,  there  were  varying  degrees 
of  adhesions  around  the  liver;  however,  the 
transected  surfaces  were  dry  and  without  signs  of 
necrosis  or  infection.   After  the  fourth  day, 
signs  of  healing  were  observed;  and  at  three 
weeks,  this  appeared  to  be  complete.   The  surface 
was  peri toneal i zed  in  areas  which  were  not  covered 
by  adhesions.   Regeneration  of  liver  tissue  was 
apparent  from  the  first  week  onwards.   Thus, 
resection  by  electrosurgery  may  be  valuable  in 
controlling  leakage  from  the  hepatic  parenchyma. 


9633      HEPATIC  LIPOGENESIS  IN  TWO  CASES  WITH 

INSULIN-PRODUCING  TUMOR  OF  THE  PANCREAS. 
(E.)   Scherst^n,  T.  (Sahlgrenska  Hosp.,  Goteborg, 
Sweden),  S.  Nilsson  and  J.  JQnsson.  Acta  Med. 
Saand.    190(5) :  353-357,  1971. 


The  incorporation  rate  of  glycerol -1  ,3-'' '*C  and 
f ructose-U-^'*C  into  glycerides  and  fatty  acid 
moiety  of  glycerides  was  determined  in  liver 
slices  obtained  from  liver  biopsies  taken  at 
operation  of  2  patients  with  insulin-producing 
tumor  of  the  pancreas.   The  relative  incorporation 
of  label  into  the  fatty  acid  moiety  of  glycerides 
from  both  substrates  was  similar  to  that  in  the 
fasting  (non-f ructose-pretreated)  controls.   The 
incorporation  rate  of  glycerol  into  phospholipids 
was  lower  and  the  i ncorporat ioi^  rate  of  fructose 
into  triglycerides  higher  in  liver  slices  from 
fructose-loaded  controls  than  from  fasting  con- 
trol.  In  patients  with  insuloma,  the  incorporation 
rate  of  glycerol  and  fructose  did  not  differ 
from  controls.   Chronic  hyperinsul inemia  without 
increased  concentration  of  plasma  glucose  does 
not  promote  hepatic  lipogenesis  in  man. 


9634      RENAL  CLEARANCES  OF  DIFFERENT  AMINO 

ACIDS  IN  WILSON'S  DISEASE  BEFORE  AND 
AFTER  TREATMENT  WITH  PENICILLAMINE.   (E.) 
Sch^nheyder,  F.  (Aarhus  U.  Inst.  Med.  Biochem., 
Denmark),  G,  Gregersen,  H.  E.  Hansen  and  P.  E. 
Skov.  Aata  Med.    Saand.    190(5) :395-399,  1971. 

Two  siblings  with  Wilson's  disease  displayed  no 
neurological  symptoms  and  only  minor  hepatic 
dysfunction.   Decreased  tubular  reabsorption  of 
phosphate  and  urate  were  found  and  remarkedly 
high  clearances  of  threonine,  glycine,  alanine, 
valine,  tyrosine,  and  histidine  were  observed  in 
one  or  both  patients  before  treatment  with 
penicillamines.  The  effect  of  penicillamine  in 
decreasing  the  high  amino  acid  clearances  in 
these  patients  was  most  remarkable  during  the 
first  6  mo  of  treatment.   An  improvement  of  the 
tubular  reabsorptive  capacity  probably  means  that 
copper  is  being  removed  from  the. tissues;  peni- 
cillamine treatment  did  not  give  rise  to 
proteinuria  or  aminoaciduria. 


9635      PENTOSE  PHOSPHATE  METABOLISM  OF 

ERYTHROCYTES  IN  HEPATIC  PORPHYRIAS. 
(E.)   Markkanen,  T.  (U.  Turku  Dept.  Med.  Microbiol., 
Finland),  0.  Peltola  and  P.  Koskelo.  Acta 
Haematol.    46(3) :  142-1 48,  1971. 

Five  of  13  patients  with  hepatic  porphyria  had 
an  RBC  transketolase  activity  level  at  or  below 
the  minimum  limit  of  normal  range.   Another  4 
patients  had  lowered  enzyme  activity  if  the 
borderline  areas  are  included.   Four  of  5  patients 
with  acute  intermittent  porphyria  who  were  having 
an  acute  attack  showed  definite  pathologically 
low  levels.   In  3  patients  with  porphyria  variegata 
the  disease  was  latent  and  their  t ransketol ase 
levels  were  normal.   In  2  patients  with  porphyria 
cutanea  tarda  both  of  whom  had  symptoms,  the 
enzyme  activity  was  low  or  within  borderline  area. 
In  1  patient  the  t ransketolase  activity  was 
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observed  during  manifestation  of  clinical  symptoms 
and  during  convalescence.   In  10  mo  his  trans- 
ketolase  activity  gradually  climbed  to  low  normal 
range.  Two  relatives  of  this  patient  with 
porphyria  showed  pathologically  low  RBC  trans- 
ketolase  activity. 


9636      ABNORMAL  PROJECTIONS  OF  BILE  CAMALICULI 
IN  LIVER  BIOPSIES.   (Ger.)   Horvath,  A. 
(City  Hosp.,  Bratislava,  Czechoslovakia),  J. 
Horvathovl,  E.  Brixova  and  M.  LukiZ.      Virohows 
Arah.    [Pathol.   Anat.]    35'*(l )  :35-'43  ,  1971. 

Abnormal  projections  in  the  network  of  bile  canal i- 
culi  (19  extensive,  35  moderate,  ^tl  slight)  were 
found  in  95/175  evaluated  needle  biopsies  obtained 
from  patients  with  various  liver  diseases.   Other 
types  of  canalicular  abnormalities  were  found  in 
50  of  95  with  abnormal  projections  and  in  22  with- 
out such  projections.   The  predominantly  focal 
changes  were  divided  into  ^4  groups  based  on 
intensity  and  extent  of  abnormality.   Maximal 
changes  were  observed  most  frequently  in  complicated 
fatty  liver  (25  with  formation  of  projections,  28 
without),  chronic  hepatitis  with  cirrhosis  (20 
and  5,  resp.)  and  uncomplicated  fatty  liver  (13 
and  20,  resp.).   A  normal  canalicular  network  was 
seen  in  58  of  175  biopsies.   It  is  suggested  that 
the  formation  of  the  abnormal  canalicular  pro- 
jections is  multifactorial  in  origin  but  probably 
due  mainly  to  hepatocellular  damage  with  obstruc- 
tion.  The  relationship  of  these  morphologic 
changes  to  other  histological  findings  in  the 
liver  is  briefly  discussed. 


9637      THE  STRUCTURE  OF  LIVER  IN  ACROMEGALY. 

(Ger.)   Tager,  B.  (U.  Saarland  Pathol. 
Inst.,  Hamburg,  Germany).  Acta  Hepatosplenol. 
(Stuttg.)    18(5):3'(1-3W,  1971. 

An  enlarged  liver  (weighing  "iUOQ   g)  obtained  at 
autopsy  10  weeks  after  removal  of  an  eosinophilic 
pituitary  adenoma  from  a  59-yr-old  patient  with 
acromegaly  was  compared  with  6  normal  livers 
from  age-matched  subjects.   Edema  was  not  present 
(water  content  75.6°o  of  the  weight,  as  compared 
to  68-83^  for  normal  livers).   Hepatic  lobules 
were  enlarged  to  150^  of  normal  values.   The 
amount  of  connective  tissue  was  significantly 
increased  in  relation  to  whole  tissue  mass  (21.8% 
as  compared  to  11.61  in  controls).   There  was  no 
significant  difference  in  karyogram  and  a  relatively 
large  number  of  high-ploidy  nuclei.   The  volume 
of  nuclei  in  acromegaly  was  6, 9^*0  cubic  microns 
(y3)  for  class  I,  13,670  y^  for  class  II  as  com- 
pared to  5,520  y3  and  10,990  v'\    resp.,  in  con- 
trols.  It  is  concluded  that  the  enlarged  liver 
in  acromegaly  is  the  result  of  increased  number 
of  cells  with  increased  size  of  lobules  but  does 
not  represent  an  increased  functional  activity 
of  the  organ. 


9638      ARTERIOVENOUS  SHUNTING  IN  A  REGENERATING 
LIVER  SIMULATING  HEPATOMA.   REPORT  OF 


A  CASE.   (E.)   Farrell,  R.  (Philadelphia  Gen. 
Hosp.,  Pa.),  A.  Steinman  and  W.  H.  Green. 
Radiology   102(2) :279-280,  1972. 

A  case  is  reported  of  a  it7-yr-old  white  male  with 
a  history  of  heavy  alcohol  consumption  who 
presented  in  congestive  heart  failure  with  visible 
neck  vein  distention  at  ^45°,  a  positive  hepato- 
jugular  reflux,  a  liver  edge  palpable  6-8  cm 
below  the  right  costal  margin,  2-3"^  pitting  edema 
bilaterally,  a  caput  medusae,  palmar  erythema 
and  spider  nevi  .   Hemoglobin  ranged  from  l^^.O- 
17.5  g/100  ml,  hematocrit  from  45-581.   Liver 
function  studies  were  suggestive  of  hepatocellular 
disease.  The  clinical  picture  of  cirrhosis  and 
a  liver  scan  with  lateral  filling  defects  suggested 
the  possibility  of  a  hepatoma.   Celiac  arterio- 
graphy revealed  marked  arteriovenous  shunting, 
portal  vein  filling  and  an  area  of  staining  with 
some  irregular  vessels  suggestive  of  tumor.  At 
exploratory  laparotomy  there  was  found  to  be  a 
diffuse  micronodular  pattern  to  the  entire  liver, 
with  several  superimposed  macronodules  on  the 
surface  of  the  right  lobe.   A  5-cm  nodule  on  the 
surface  of  the  right  lobe  was  wedge-resected  and 
the  pathology  report  was  of  active  irregular 
cirrhosis  with  regenerating  liver. 


9639      SERUM  AMYLASE  ACTIVITY  IN  LIVER  DISEASE. 

(E.)   Bhutta,  I.  H.  (Dow  Med.  Coll., 
Karachi,  Pakistan)  and  M.  A.  Rahman.  Clin.    Chem. 
17(12):11'47-11'»9,  1971. 

A  number  of  diseases  are  reported  to  be  associated 
with  subnormal   amylase  activity.   Liver  amylase, 
which  differs  structurally  and  immunologically 
from  salivary  and  pancreatic  amylase,  may  contribute 
to  blood  amylase  and  the  liver  may  be  an  important 
site  for  extrapancreatlc  regulation  of  amylase 
activity.   This  study  measured  the  serum  amylase 
activity  on  15  normal  subjects  and  in  60  patients 
with  liver  disease.  The  extent  of  liver  damage 
was  determined  by  serum  bilirubin  and  thymol 
turbidity  values.   The  60  diseased  patients 
consisted  of  27  with  infectious  hepatitis,  18 
with  cirrhosis,  7  with  jaundice,  and  a  heterogenous 
group  of  8  patients.   Each  group  of  diseased 
patients  had  serum  amylase  values  that  were  well 
below  normal  values.  Amylase  activity  was  related 
to  the  degree  of  liver  dysfunction  and  serum 
amylase  decreased  as  bilirubin  and  turbidity 
values  increased.   It  is  postulated  that  this 
decrease  in  amylase  activity  is  a  direct  consequence 
of  inhibition  of  amylase  synthesis  by  the  liver. 


96^0      PERFUSION  OF  THE  ISOLATED  PIG  LIVER 
WITH  HUMAN  BLOOD.   (E.)   Hickman,  R. 
(U.  Cape  Town  Dept.  Surg.  Med.,  South  Africa), 
S.  J.  Saunders,  N.  E.  Goodwin  and  J.  Terblanche. 
J.    Surg.   Res.    1 1 (l 1 ) :519-527,  1971. 

The  biochemical  response  of  the  isolated  pig 
liver  to  perfusion  with  heterologous  human  blood 
(types  0,A,B  and  AB)  was  studied  using  porcine 
blood  perfusion  as  a  control.   During  perfusion, 
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a  marked  response  was  observed  in  the  resistance 
of  the  portal  circulation,  however,  this  response 
decreased  with  time.   Hepatic  parenchymal  cell 
damage  was  indicated  by  the  release  of  intra- 
cellular potassium  and  a  separate  transaminase. 
When  blood  of  groups  A,B,  and  AB  was  used,  a 
conjugated  hyperbilirubinemia  was  observed  and 
higher  levels  of  circulating  plasma  hemoglobin 
were  noted  than  when  group  0  blood  was  used. 
Perfusion  with  human  blood  had  no  effect  on  the 
clearance  of  a  load  of  sodium  lactate  and 
ammonium  citrate.   Thus,  the  use  of  porcine  livers 
for  hepat ic-assi St  purposes  is  not  militated 
against  by  these  findings,  especially  since  this 
procedure  may  reverse  some  of  the  neurological 
complications  of  hepatic  coma. 


96^1      HEMODYNAMIC  CHANGES  IN  CLINICAL  ORTHO- 
TOPIC LIVER  TRANSPLANTATION.   (E.) 
Pappas,  G.  (U.  Colorado  Sch.  Med.,  Denver),  W.  M. 
Palmer,  G.  L.  Martineau,  C.  G.  Halgrimson,  I. 
Penn,  C.  G.  Groth  and  T.  E.  Starzl.  Surg.    Forum 
22:335-336,  1971. 

Sfgnificant  cardiohemodynamic  depression  occurred 
In  7  patients  (3  children,  'i  adults)  with  cirrhosis 
and  portal  hypertension  during  the  anhepatic  phase 
of  liver  transplantation.   During  the  simultaneous 
cross  clamping  of  the  portal  vein  and  inferior 
vena  cava,  the  cardiac  and  stroke  indices  decreased 
sharply  and  peripheral  vascular  resistance  in- 
creased considerably.   A  slight  drop  in  arterial 
blood  pressure  and  an  increase  in  pulse  rate  also 
occurred  at  this  time.   The  changes  in  hemodynamics 
observed  during  the  anhepatic  phase  and  mobiliza- 
tion of  the  liver  returned  to  control  values  once 
revascularization  of  the  new  organ  had  been 
accomplished.   The  anhepatic  period  is  a  critical 
intraoperative  time,  during  which  appropriate 
monitoring  and  therapy  are  essential. 


96'»2       INVESTIGATIONS  OF  DOSE,  AGE,  AND  DURATION 

OF  ADMINISTRATION  ON  THE  HEPATORENAL 
DAMAGE  INDUCED  IN  MICE  BY  CULTURAL  PRODUCTS  OF 
Penicillium  viridicatum.   (E.)   Budiarso,  I.  T. 
TBogor  Inst.  Agric.  Sci.  Fac.  Vet.  Med.,  Indonesia), 
W.  P.  Carlton  and  J.  Tuite.  Toxicol.    Appl. 
Pharmacol.    20  (3) :  357-379,  1971. 

The  results  of  this  study  suggest  that  mice  fed 
varying  concentrations  of  the  cultura  products 
of  the  fungus  Penici 1 1 ium  vi  ridicatum  had  an  LD5Q 
at  I'*  days,  based  on  hepatic  lesions,  of  between 
10  and  15^  concentration.   Findings  at  necropsy 
included  loss  of  adipose  tissue,  dehydration, 
jaundice,  foci  of  necrosis  in  the  liver,  and  green 
kidneys.   A  second  part  of  the  study  measured 
age  with  susceptibility.   Mice  from  3  through  6 
wk  of  age  were  noted  to  have  necrosis  of  the 
hepatic  parenchyma,  bile  ducts  and  associated 
portal  structures.   Mice  from  8  through  18  wk 
had,  in  addition  to  the  above  lesions,  prolifera- 
tion of  the  bile  ducts  with  hypertrophy  and 
hyperplasia  of  duct  epithelium.   Cellular  exudates 
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anulation  tissue  was  abundant  around  the 
ucts.   Bizarre  liver  giant  cells  were 
and  hypertrophy  of  liver  cells  was  noted 
he  portal  areas.   Renal  lesions  declined 
ding  time  progressed  when  the  life  span 
thogenesis  of  the  lesions  was  explored  in 
uent  parts  of  the  study.   Anemia  was  also 
A  number  of  antibiotics  and  other  meta- 
s  have  been  isolated  from  the  fungus  but 
use  of  the  toxicity  has  not  been  determined. 


A  CHROMATOGRAPHIC  STUDY  OF  LIPIDS  AND 
FATTY  ACIDS  IN  THE  LIVERS  OF  ALCOHOLIC 

PATIENTS  WITH  FATTY  DEGENERATION  OF  THE  LIVER. 

(Fr.)   Bertrand,  J.-L.  (Antiqualle  Hosp.,  Lyon, 

France),  R.  Mallein,  P.  Sabater  and  R.  Brette. 

Arch.    Fr.   Mai.   App.    Dig.    60(8-9,  Suppl  .  3):219-22'», 

1971. 

Puncture  biopsy  specimens  of  the  livers  of  20 
alcoholic  patients  with  marked  fatty  degeneration 
of  the  liver  were  subjected  to  both  thin-layer 
and  gas  chromatography.  As  compared  to  9  normal 
controls,  a  significant  increase  of  triglycerides 
was  demonstrated,  accompanied  by  a  highly  signifi- 
cant increase  of  oleic  and  palmitoleic  acids,  a 
significant  decrease  of  arachidonic  acid,  and  a 
highly  significant  decrease  of  linoleic  acid. 
Identical  changes  were  found  in  biopsy  specimens 
from  5  aVcoholic  patients  with  only  a  mild  degree 
of  fatty  degeneration,  but  not  in  those  from  h 
patients  with  infectious  hepatitis  or  (with  the 
exception  of  a  decrease  of  arachidonic  acid)  in 
those  from  9  alcoholic  patients  with  cirrhosis 
of  the  liver.   No  significant  changes  were  found 
as  concerned  the  other  mono-unsaturated  or  poly- 
unsaturated fatty  acids,  free  fatty  acids,  mono- 
glycerides,  diglycerides ,  cholesterol  esters,  or 
sterol ds. 


96'*'*      THE  RESULTS  OF  SELECTION  OF  PATIENTS 

FOR  PORTAL-SYSTEMIC  SHUNT.   (E.) 
Hermann,  R.  E.  (Cleveland  Clin.  Found.,  Ohio)  and 
P.  C.  Taylor.  Surg.    Gynecol.    Obstet.    133(6): 
1008-1112,  1971. 

A  study  of  84  patients.   Indications  for  the  shunt 
were  bleeding  varices  in  79  patients,  medically 
intractable  ascites  in  3,  and  prophylaxis  in  2 
patients.   The  end-to-side  portacaval  shunts  in 
70  patients  and  side-to-side  portacaval  shunts 
in  3  patients  resulted  in  no  recurrent  bleeding 
from  varices.   Three  of  9  patients  with  spleno- 
renal shunts  had  bleeding  due  to  thrombosis  of 
the  shunt.   These  results  were  then  compared  to 
the  results  of  a  prior  study  of  76  patients  who 
were  relatively  unselected.   Selection  factors 
of  good  liver  function,  avoidance  of  emergency 
shunt,  and  age  under  60  years  have  reduced  the 
mortality  from  26  to  \\%.      The  5-yr  survival 
rate  increased  from  hS   to  57^.   Postshunt  problems 
of  encephalopathy,  ascites,  and  jaundice  remained 
with  an  incidence  of  encephalopathy  of  2k%. 
When  shunt  procedures  were  not  performed  an 
average  5-yr  survival  of  20?  or  less  was  noted. 
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ge^iS      SUSPENSION  STABILITY  OF  HEPATIC  BILE 

IN  PATIENTS  RECEIVING  TAURINE  AND  BSP. 
(E.)   Masur,  R.  (State  U.  New  York  Downstate  Med. 
Ctr.,  Brooklyn),  J.  Patti  and  B.  Gardner.  Surg. 
For-um   22:373-376,  1971. 

Three  days  after  a  cholecystectomy  and  choledocho- 
stomy,  6  patients  were  injected  with  BSP  (5  mg/kg 
i.v.)  and  the  following  day  were  started  on 
taurocholic  acid  (1.5  g/day  for  3  days)  feeding; 
timed  bile  samples  were  collected  to  determine 
the  effect  of  the  taurine  intake  and  BSP  excretion 
on  the  suspension  stability  of  bile.   Excretion 
of  BSP  decreased  the  glycine-taurine  conjugation 
ratio,  but  did  not  alter  phospholipid  or  cholesterol 
excretion  and  only  slightly  increased  the  zeta 
potential.   During  taurocholic  acid  feeding,  the 
glycine-taurine  ratio  decreased  further  and  the 
zeta  potential  was  significantly  increased,  suggest- 
ing that  the  substitution  of  glycine  for  taurine 
results  in  a  more  stable  micellar  solution. 
Excretion  of  taurine-  and  glycine-conjugated  salts 
also  increased  and  triordinate  calculations  shifted 
towards  the  zone  of  stabilization,  despite  the 
increased  cholesterol  concentration  induced  by 
the  taurocholic  acid  feeding. 


Hepatic  vein  wedge  pressures  were  obtained  in  20 
patients,  and  in  19,  free  hepatic  vein,  right 
atrial  and/or  inferior  vena  cava  pressures  were 
also  recorded.   Percutaneous  intraparenchymal 
pressure  was  recorded  in  1 '4  and  hepatic  wedge 
venography  and  intrahepatic  parenchymal  venography 
were  performed  on  both  serial  films  and  cine. 
Techniques  are  described  for  both  the  percutaneous 
transthoracic  intraparenchymal  and  percutaneous 
femoral  hepatic  wedge  studies.   In  a  comparison 
of  the  intrahepatic  and  wedge  pressure  measurements 
in  l**  patients,  there  were  no  significant  differ- 
ences in  11,  while  in  the  remaining  3,  the 
differences  were  11,  8.5  and  14  mm,  resp.,  and 
this  was  due  in  each  case  to  technical  problems. 
The  percutaneous  intrahepatic  method  was  subject 
to  more  technical  difficulties  than  the  wedge 
technique,  and  these  included  the  need  for  greater 
patient  cooperation,  kinking  of  the  catheter 
between  the  liver  and  the  chest  wall  (especially 
in  the  presence  of  ascites),  accidental  placement 
of  the  single-end-opening  catheter  tip  against  a 
vein  wall  within  the  liver,  a  chance  of  a  too 
superficial  placement  of  the  catheter  tip  in  the 
liver,  or  its  placement  in  an  area  of  marked 
fibrosis.  The  venographic  pattern  with  these  2 
techniques  was  similar  in  most  respects. 


36^G  MECHANISM  OF  ACTION  OF  L-DOPA  IN  HEPATIC 

COMA.   (E.)   Fischer,  J.  E.  (Massachusetts 
Gen.  Hosp.,  Boston)  and  J.  H.  James.  Surg.    Forum 
22:3'*7-3'49,  1971. 

Patients  in  hepatic  coma  had  a  significantly 
higher  2'»-hr  urinary  excretion  of  octopamine  than 
did  controls  and  patients  with  asymptomatic  liver 
diseases;  patients  with  asterixis  showed  inter- 
mediate values.   Rats  in  acute  hepatic  coma, 
induced  by  a  2-stage  ligation  of  hepatic  vascula- 
ture, showed  much  higher  brain  levels  of  octopamine 
than  did  the  sham  controls.   Two  months  after 
end-to-side  portacaval  shunts,  rats  were  fed 
phenylalanine  or  phenylethylamine,  which  can 
penetrate  the  blood-brain  barrier;  the  shunted 
rats  had  elevated  brain  levels  of  octopamine 
when  compared  to  sham-operated  controls  receiving 
similar  doses.   It  is  suggested  that  sympathomimetic 
amines,  such  as  octopamine,  might  replace  nor- 
epinephrine and  dopamine  in  the  brain  tissue 
during  hepatic  coma;  these  false  adrenergic 
neurochemical  transmitters  have  only  weak  adrenergic 
action  and  could  result  in  cerebral  mentation. 
The  treatment  of  patients  in  hepatic  coma  with 
large  doses  of  L-dopa,  a  precursor  of  the  normal 
transmitters,  might  shift  the  equilibrium  so  that 
normal  amounts  of  norepinephrine  and  dopamine 
are  restored. 


96'»7      THE  HEPATIC  WEDGE  PRESSURE  AND  VENOGRAM 
vs.  THE  INTRAPARENCHYMAL  LIVER  PRESSURE 
AND  VENOGRAM.   (E.)   Ruzicka,  F.  F.,  Jr.  (St. 
Vincent's  Hosp.,  New  York,  N.  Y.),  F.  J.  Carillo, 
D.  D'Alessandro  and  P.  Rossi.  Radiology    102(2): 
253-258,  1972. 


9648      THE  INCIDENCE  OF  HEPATOMA  AND  CIRRHOSIS 

OF  THE  LIVER  IN  AUTOPSY  MATERIAL. 
CHANGES  SEEN  IN  THE  COURSE  OF  20  YEARS.   (Fr.) 
Schmitz,  A.  (U.  Liege  Lab.  Pathol.  Anat.,  Belgium). 
Acta  Gastroenterol.   Belg.    3^(7) :523-535,  1971. 

A  retrospective  study  of  7796  autopsies  of  adults 
over  20  yr  of  age,  made  at  the  University  of 
Liege  between  19^1-50  inclusive  (1988  cases)  and 
1951-69  inclusive  (5808  cases)  showed  a  total 
percentage  incidence  of  all  forms  of  cirrhosis 
of  the  liver  of  1.6^  for  the  first  period  and 
k.5%   for  the  second  period,  resp.,  with  62^  of 
the  cases  occurring  in  males.  When  the  period 
1951-69  was  broken  down  into  5-yr  intervals,  the 
incidence  increased  progressively  from  1.661 
(1951-55)  to  5.52^  (1966-69),  with  the  proportion 
of  male  subjects  remaining  essentially  unchanged. 
Beginning  in  1956,  the  percentage  incidence  of 
postnecrotic  cirrhosis  showed  a  highly  significant 
increase,  accounting  for  virtually  all  of  the 
Increase  for  all  forms  of  cirrhosis  and  appearing 
to  correlate  directly  with  increased  consumption 
of  alcohol.   During  the  same  Interval,  the 
incidence  of  hepatoma  among  all  patients  autopsied 
rose  progressively  from  0 .h%    (1956-60)  to  0.75% 
(1966-69).   Among  cirrhotic  patients.  It  Increased 
from  8.0^  to  12.5%,  resp.,  apparently  primarl ly 
in  patients  with  post-hepatic  cirrhosis. 

9649      OUR  EXPERIENCE  WITH  THE  INDIRECT 

IMMUNOFLUORESCENT  REACTION  IN  AMEBIC 
DISORDERS.   BASED  ON  150  CASES.   (Fr.)  Molinier, 
A.  (Ramboulllet  Hosp.,  France),  G.  Mimoune  and  A. 
Supiot.  Aroh.    Fr.    Mai.   App.    Dig.    60(lO-ll): 
535-546,  1971. 
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Serum  immunofluorescence  was  demonstrable  at  a 
dHution  level  of  1:3200  in  a  patient  with  amebae- 
induced  abscess  of  the  liver;  at  a  level  of  1:200 
In  2  of  3  patients  with  subacute  amebic  hepatitis, 
although  the  third  patient  failed  to  show  the 
reaction  at  any  dilution  level,  as  did  7  of  18 
with  hepatomegaly  or  hepatalgia  due  to  confirmed 
amebic  Infestation  of  the  liver.  Among  11  of  18 
remaining  in  this  group,  102  patients  with  colonic 
infestation,  and  16  with  other,  related  disorders 
resulting  from  the  presence  of  amebae,  a  positive 
reaction  at  dilution  levels  of  1:50  to  1:100  was 
found  to  be  reliably  presumptive  evidence  of 
latent  amebiasis  or  the  presence  of  residual  anti- 
bodies induced  by  a  prior  infestation.   A  positive 
reaction  at  a  dilution  level  of  1:200  indicated 
mildly  progressive  infestation;  at  a  level  of 
li^^OO,  it  indicated  moderately  to  strongly  pro- 
gressive infestation.   No  serum  immunofluorescence 
was  demonstrable  in  38  of  102  patients  with 
coprological ly  confirmed  (78)  or  strongly  indicated 
(2k)    colopathies  of  amebic  origin,  or  in  12  of  26 
with  coprological ly  confirmed  amebic  dysentery. 
It  was  concluded  that  serum  immunof 1 uorescent 
studies  should  be  considered  a  complement  to 
coprology,  rather  than  a  substitute. 


9650      LYMPHOCYTE  TRANSFORMING  ACTIVITY  IN 

THE  SERUM  OF  PATIENTS  WITH  HEPATIC 
DISEASE.   (E.)   Kissling,  M.  (Acad.  Hosp.,  Leiden, 
Netherlands)  and  B.  Speck.  Vox  Sang.    21(3): 
261-268,  197T. 

Twenty-five  of  the  27  sera  of  patients  with 
hepatic  disease  caused  normal  lymphocytes  to 
become  blastoid  and  undergo  mitosis,  as  measured 
by  increased  uptake  of  ^H-thymidine  and  ^H-cytidine. 
Maximally  increased  RNA  synthesis  was  demonstrated 
1-2  days  after  starting  the  cultures  of  normal 
lymphocytes  with  stimulating  sera.   Most  active 
DNA  synthesis  was  found  on  the  third  to  fourth 
day.   Since  most  sera  had  a  comparable  transforming 
effect  and  only  2  were  Australia  antigen-positive, 
this  antigen  probably  has  no  direct  effect  on 
transformation.  The  transforming  factor  apparently 
rests  in  the  globulin  fraction. 


9651 


III. 


STUDIES  ON  DRUG- INDUCED  LIPIDOSIS. 

LIPID  COMPOSITION  OF  THE  LIVER  AND 
SOME  OTHER  TISSUES  IN  CLINICAL  CASES  OF  "N I EMANN- 
PICK-LIKE  SYNDROME"  INDUCED  BY  i*  ,'♦ ' -Dl  ETHYLAM  INO- 
ETHOXYHEXESTROL.   (E.)   Yamamoto,  A.  (Osaka  U. 
Med.  Sch.,  Japan),  S.  Adachi,  K.  Ishikawa,  T. 
Yokomura,  T.  Kitani,  T.  Nasu,  T.  Imoto  and  M. 
N Ishikawa.  J.    Bioahem.    (Tokyo)   70(5) : 775-78^4, 
1971. 

Free  cholesterol  and  phospholipid  content  increased 
In  all  livers  from  patients  with  a  Niemann-Pick- 
Itke  syndrome  induced  by  ^4  ,'♦ '-d  iethyl  aminoethoxy- 
hexestrol.   Phospholipid  analysis  showed  a  marked 
Increase  in  lysobi sphosphatid ic  acid  and  phos- 
phatidyl Inosi  tol  .   Phosphatidylethanolamine  and 
Cardiol ipid  were  considerably  decreased  in  all 


cases.   The  concentration  of  lysobisphosphatidic 
acid  seems  to  be  related  to  the  amount  of  intra- 
cellular particles  with  laminated  structures, 
seen  most  clearly  in  the  liver  but  also  in  the 
spleen  and  lymph  nodes.   Accumulation  of  k,k'- 
diethylaminoethoxyhexestrol  was  detected  by  thin- 
layer  chromatography  of  total  lipid;  gas  chromato- 
graphy revealed  increased  desmosterol  in  tissues 
and  blood  serum.   The  syndrome  resembles  Niemann- 
Pick  disease  in  some  respects.   "Foam  cell  syndrome' 
probably  includes  a  wide  variety  of  storage 
diseases  belonging  to  the  same  spectrum  in  which 
disorders  of  metabolism  of  cholesterol,  sphingo- 
myelin or  other  substances  of  lipid  nature  are 
involved. 


9652      PHOSPHOLIPIDS  OF  CHOLESTASIS.   ABNORMAL 
LIPOPROTEINS  OF  FATTY  ACID  COMPOSITION. 
(Fr.)   Picard,  J.  (CHU  Biochem.  Med.  Lab.,  Paris), 
D.  Veissiere,  F.  Voyer  and  G.  Bereziat.  Clin. 
Chim.    Acta   36  (l )  :2'<7-250,  1972. 

Immunologically  specific  abnormal  lipoproteins 
were  isolated  from  patients  with  cholestasis. 
These  abnormal  lipoproteins  were  also  identified 
by  ul tracentri fugation  and  gel  filtration  and 
contained  a  high  proportion  of  phospholipids, 
especially  phosphatidylcholine  (73^)-   Other 
constituents  of  the  abnormal  lipoprotein  were 
sphingomyelin,  13^;  phosphatidylethanolamine, 
8.3^  and  lysolecithin  5.7^.   The  ratio  of  poly- 
unsaturated to  monosaturated  fatty  acids  in 
phospholipids  of  normal  serum  lipoproteins  was 
presented  and  contrasted  with  the  abnormal  lipo- 
proteins.  No  10-  or  12-  carbon  fatty  acids  were 
found  in  the  abnormal  lipoproteins  and  differences 
in  the  percentage  of  other  fatty  acids  were  noted. 
A  high  amount  of  monounsaturated  fatty  acids  and 
a  low  amount  of  polyunsaturated  fatty  acids  was 
found  in  the  abnormal  lipoproteins  and  the 
hepatic  bile. 


9653      COLLATERAL  ARTERIAL  BLOOD  SUPPLY  OF  THE 

LIVER  AFTER  HEPATIC  ARTERY  LIGATION, 
ANGIOGRAPHIC  STUDY  OF  TWENTY  PATIENTS.   (E.) 
Plengvanit,  U.  (Siriraj  Hosp.,  Bangkok,  Thailand), 
0.  Chearanai ,  K.  Sindhvananda,  D.  Damrongsak,  S. 
Tuchinda,  and  V.  Viranuvatti.  Ann.    Surg.    175(1): 
105-110,  1972. 

Twenty  patients  with  primary  carcinoma  of  the 
liver  were  treated  with  ligation  of  hepatic 
artery.   One  pathway  of  collateral  circulation 
was  demonstrated  in  9  patients,  2  In  7,  3  in  2 
and  k   pathways  in  1  patient.   Collateral  arterial 
circulation  through  the  right  inferior  phrenic 
and  subcostal  arteries  were  the  most  common  path- 
ways encountered  in  9  cases.   Other  collateral 
vessels  were  gast roduodenal  and  branches,  inferior 
pancreaticoduodenal,  splenic  and  left  gastric 
arteries.   These  vessels  usually  showed  enlarge- 
ment.  The  collaterals  developed  rapidly  as  early 
as  1  wk  after  ligation  and  their  blood  flows  to 
the  liver  in  all  directions.   The  intrahepatic 
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anastomosis  is  extensive,  demonstrating  that 
wherever  the  collateral  circulation  enters  the 
liver,  it  can  supply  both  lobes  of  liver. 


SGSh  HEPATIC  COMPETITION  IN  AUXILIARY 

ALLOTRANSPLANTATION.   (E.)   Sawada,  M. 
(Columbia  U,  Coll.  Physicians  Surg.,  New  York, 
N.  Y.),  J.  B.  Price,  Jr.,  K.  Takeshige  and  A.  B. 
Voorhees,  Jr.  Surg.    Forzm  22:  Ikh-Jik^ ,    1971. 

In  order  to  test  the  concept  of  nonspecific 
functional  competition  of  2  livers  in  1  animal,  a 
group  of  65  dogs  were  given  hepatic  allografts 
with  hepatic  arterial  inflow,  hepatic  vein 
drainage  into  the  vena  cava  and  gallbladder  anasto- 
mosis to  the  duodenum.   The  host  livers  were 
"handicapped"  by  a  common  bile  duct  ligation  in 
combination  with  an  end-to-side  portacaval  shunt 
or  a  10%    resection  or  both.   Immunosuppression 
was  accomplished  by  the  administration  of  azathio- 
prine  and  methylpredni solone.   In  dogs  receiving 
portacaval  shunts,  both  the  graft  weight  and  host 
liver  weight  significantly  decreased,  while  in 
dogs  with  resections,  both  the  graft  and  host 
liver  weights  increased.   In  animals  undergoing 
both  a  resection  and  a  shunt,  graft  weights  de- 
creased markedly  and  host  liver  weights  increased 
slightly.   It  is  concluded  that  the  functional 
competition  concept  does  not  apply  to  the  allograft 
system,  since  increased  damage  to  the  host  liver 
did  not  result  in  an  improved  transplant. 


9655      THE  LIVER  SCAN  IN  PATIENTS  WITH  CANCER: 

HISTOLOGIC  CORRELATION.   (E.)   Volpe, 
J.  A.,  R.  J.  Lull  and  M.  L.  Nusynowitz  (William 
Beaumont  Gen.  Hosp.,  El  Paso,  Tex.).  J.    Surg. 
Oncol.    3(6):6'49-655,  1971. 

The  value  of  liver  scanning  in  patients  with 
proven  malignant  disease  was  assessed  by  correlating 
histologic  results  with  scan  interpretation  in  63 
patients.   Positive  scan-histology  correlation 
was  observed  in  56  of  the  63  cases  (89^),  while 
positive  correlations  were  observed  between  scan 
and  autopsy  findings  in  kk   of  46  cases  (96^). 
Neither  scan  patterns  nor  liver  function  studies 
enabled  differentiation  between  tumor  and  non- 
tumor  pathology.   Percutaneous  biopsy  was  in- 
sensitive, yielding  false-negative  results  in  kO% 
of  the  cases.   The  value  of  the  liver  scan  in 
patients  with  cancer  seems  to  be  limited  and  it 
cannot  be  used  as  a  gauge  for  therapy  or  prognosis 
unless  it  is  normal.   An  abnormal  scan  is  apparently 
nonspecific  whether  the  abnormality  is  focal  or 
diffuse.   Metastases  may  or  may  not  be  present. 
One  exception,  however,  is  found  when  the  alkaline 
phosphatase  is  markedly  elevated  and  a  focal 
defect  is  noted  on  the  scan.   The  presence  of 
hepatic  metastases  is  virtually  certain. 


9656      UTILITY  OF  COMBINED  HEPATIC  SCINTI- 

PHOTOGRAPHY  AND  ARTERIOGRAPHY:   CASE 
EXAMPLES  OF  CIRRHOSIS,  HEPATOMA,  AND  AMEBIC 


ABSCESS.  (E.)  Jones,  A.  E.  (Walter  Reed  Gen. 
Hosp.  Washington,  D,  C.)  and  J.  L.  Montgomery. 
J.    Surg.    Onool.    3 (6) :657-663 ,  1971. 

A  report  of  3  cases  with  hepatic  lesions  which 
posed  a  problem  in  differentiation  by  hepatic 
scintiphotography  alone,  but  were  resolved  by 
hepatic  arteriography.   In  the  case  of  cirrhosis, 
scintiphotography  showed  hepatomegaly  and  a 
diffuse  irregularity  of  distribution  of  '^^'^Tc 
sulfur  colloid  throughout  the  liver  with  an 
abnormal  area  at  the  lateral  edge  of  the  dome  of 
the  right  lobe  and  another  within  the  upper  part 
of  the  left  lobe.'  The  hepatic  arteriogram  showed 
a  corkscrew  appearance  of  the  intrahepatic 
arterial  branches  and  often  a  mottled  appearance 
in  the  hepatogram  phase.   Hepatoma  was  an  extremely 
vascular  lesion  characterized  by  enlarged  intra- 
hepatic arterial  branches,  arteriovenous  shunting, 
neovascularization,  and  a  persisting  pool  of 
contrast  medium.   Amebic  abscess  was  seen  as  a 
wel 1 -ci rcumscribed  avascular  area  which  caused 
stretching  of  intrahepatic  arteries  with  a  blush 
surroudning  the  abscess  cavity  in  the  hepatogram 
phase.   Further  evaluation  of  abnormal  hepatic 
scintiphotos  by  hepatic  arteriography  appears 
useful  in  clarifying  false-positive  scans  in 
select  cases. 


9657      THE  ANGIOGRAPHIC  APPEARANCE  OF  PRIMARY 

AND  SECONDARY  TUMORS  OF  THE  LIVER. 
(E.)   Watson,  R.  C.  (Mem.  Hosp.  Cancer  Allied 
Dis.,  New  York,  H.  Y.)  and  H.  A,  Baltaxe.  Radiology 
10l(3):539-5'48,  1971. 

Selective  arteriography  was  performed  in  all  but 
2  (both  of  whom  had  only  an  aortogram)  of  78 
patients  with  benign  or  malignant  primary  (35) 
or  secondary  metastatic  (^43)  tumors  of  the  liver 
as  proven  by  laparotomy,  biopsy,  excision  or 
autopsy.   Hepatic  enlargement  was  noted  in  i>h 
but  bore  no  relation  to  whether  the  tumor  was 
primary  or  secondary.   Cirrhosis  was  seen  in  only 
1^4^  of  hepatomas.   Caudad  displacement  of  the 
right  kidney  was  noted  in  28  cases  but  was 
related  only  to  the  extent  of  tumor  involvement 
of  the  liver.   In  3  the  right  kidney  was  displaced 
cephalad.   Splenomegaly  was  noted  in  35  (17  pri- 
mary, 18  secondary),  and  was  not  related  to  the 
type  of  tumor,  but  instead  to  either  extensive 
replacement  of  hepatic  parenchyma  with  tumor  or 
invasion  of  the  portal  venous  system  by  tumor. 
There  was  only  1  case  of  thrombus  formation 
visualized  within  the  portal  vein.   Markedly 
vascular  tumors  tended  to  be  hepatomas  with  19 
of  2h   hepatomas  (76^)  having  a  vascularity  index 
of  3  or  '4  (on  a  subjective  scale  of  Q-h) . 
Moderate  vascularity  (1  or  2  on  this  scale)  was 
seen  in  30  of  k},    {1Q%)    metastatic  tumors.   Stretch- 
ing and  deviation  of  vessels  was  solely  a  func- 
tion of  tumor  size.   Delayed  emptying  of  tumor 
vessels  was  seen  in  87^  of  cases,  and  most  likely 
represents  an  aspect  of  neovascularization  rather 
than  tumor  type.  Arteriovenous  fistulae  were 
noted  in  2  cases  of  hepatoma  (both  with  underlying 
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liver  disease)  and  1  case  of  metastatic  prostatic 
carcinoma.   Degree  of  necrosis  was  a  useless 
criterion.   Obstruction,  deviation  or  compression 
of  the  portal  vein  was  more  common  with  primary 
tumors.   Tumor  position  added  nothing.   Of  25 
cases  with  enlargement  of  major  vessels,  18  were 
In  primary  and  7  in  secondary  tumors  and  this  was 
not  related  to  vascularity,  but  body  size  is  con- 
sidered more  important  than  tumor  type.   Hepatomas 
were  more  common  in  the  young  (l6  males,  8  females; 
501  less  than  50  yr  old),  and  metastatic  tumors 
more  common  in  the  elderly. 


9662      HISTOCHEMICAL  STUDY  OF  MALLORY  BODIES. 

(E.)   Lyon,  H.  (Community  Hosp., 
Copenhagen)  and  P.  Christof fersen.  Acta  Pathol. 
Microbiol.   Saand.    [a]    79(6) :649-657,  1971. 


9663      THE  VALUE  OF  PERCUTANEOUS  PUNCTURE 
BIOPSY  IN  THE  DIAGNOSIS  OF  HEPATIC 
DISEASES  IN  INFANCY  AND  CHILDHOOD.   (Ger.) 
Peley,  I.  (Pediatr.  Hosp.,  Pecs,  Hungary),  I. 
Kadas ,  M.  Simon  and  G.  Kosztolanyi.  Aota  Paediatr. 
Acad.    Sai.    Rung.    1 2 (2)  :  105-1 20 ,  1971. 


9658      CHOLESTASIS  IN  PATIENTS  WITH  AMOEBIC 

LIVER  ABSCESS.   (E.)   Datta,  D.  V. 
(Postgrad.  Inst.  Med.  Educat,  Res.,  Chandigarh, 
India)  and  P.  N.  Chhuttani  .  Am.    J.    Dig.    Dis. 
I6(ll):977-98i»,  1971. 

Hepatic  BSP  metabolism  was  studied  in  13  patients 
with  amebic  liver  abscess  to  understand  the 
relative  importance  of  abnormalities  in  hepatic 
storage  capacity,  transport  maximum  and  conjugation. 
Jaundice  was  recorded  in  5  patients  in  whom  serum 
bilirubin  was  above  2.9  mgl.   Hypoal bumi nemia 
and  hyperglobul i nemia  were  observed  in  most  of 
the  patients.   Mean  plasma  BSP  retention  at  kS 
min  was  higher  in  patients  with  amebic  liver 
abscess  than  in  normal  controls.   While  mean 
storage  capacity  for  BSP  was  normal,  the  mean 
transport  maximum  in  patients  with  amebic  abscess 
was  significantly  lower  than  in  normal  controls. 
Mean  conjugated  BSP  was  at  least  twice  that  of 
normal  controls  after  the  first,  second  and  third 
■hr  of  infusion.   Though  '♦5-min  BSP  retention 
showed  no  significant  correlation  with  storage 
capacity,  there  was  a  significant  negative  correla- 
tion with  transport  maximum.   BSP  studies  in  7 
patients  after  the  completion  of  therapy  revealed 
a  return  to  normal  in  'iS-min  BSP  retention,  no 
change  in  storage  capacity,  and  a  significant 
rise  in  transport  maximum.   Other  biochemical 
liver  function  tests  also  showed  improvement  in 
these  7  patients. 


9659      WILSON'S  DISEASE  WITH  REVERSIBLE  RENAL 
TUBULAR  DYSFUNCTION.   CORRELATION  WITH 
PROXIMAL  TUBULAR  ULTRASTRUCTURE.   (E.)   Elsas, 
L.  J.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.), 
J.  P.  Hayslett  and  B.  H.  Spargo.  Ann.    Intern. 
Med.    75(3):^27-'(33,  1971. 


9660      MORPHOMETRIC  STUDIES  IN  MURINE  HEPATIC 

BILHARZIASIS.   (E.)   Ramadan,  M.  A. 
(Med.  Res.  Inst.,  Alexandria,  Egypt)  and  A.  I. 
Michael.  Angew.    Parasitol.    1  2  (3)  :  1 '49-I65  ,  1971. 


9661       THE  EFFECT  OF  LACTOBACILLUS  ON  BLOOD 

AMMONIA  LEVEL  AND  LIVER  FUNCTION  TESTS 
IN  CHRONIC  PORTASYSTEMIC  ENCEPHALOPATHY.   (E.) 
El  Khanagry,  H.  A.  (U.  Alexandria  Sch.  Med., 
Egypt),  Y.  M.  Abdel  Samie,  M.  El  Sayed  and  W. 
Kandil.  Alexandria  Med.    J.    1 7 (2) : 1 76-1 82,  1971. 


966it      RAT  LIVER  GLYCEROLPHOSPHATE  DEHYDROGENASES: 

ACTIVITY  CHANGES  AND  INDUCTION  BY 
THYROID  HORMONE  OF  THE  MITOCHONDRIAL  ENZYME  IN 
HEPATOMAS  AND  IN  PRECANCEROUS  AND  GROWING  LIVER. 
(E.)   Karsten,  U.  (inst.  Circulat.  Res.,  Berlin/Buch) 
G.  Sydow,  A.  Wollenberger  and  A.  Graff i.  Acta 
Biol.   Med.    Ger.    26  (6)  :  1 131 -1 1'tO,  1971. 


9665      HEPATIC  ENCEPHALOPATHY.   (E.)   Steigmann, 

F.  (Cook  County  Grad.  Sch.  Med., 
Chicago,  111.)  and  B.  F.  Clowdus,  II.   Spring- 
field, 111.,  Charles  C.  Thomas,  1971,  201  pp. 


9666      THROMBOLYSIS  IN  BUDD  CHIARI  SYNDROME 

DUE  TO  PARTIAL  THROMBOSIS  OF  THE 
INFERIOR  VENA  CAVA  AND  THE  HEPATIC  VEINS.   (Ger.) 
Kostering,  H.  (Univ.  Med.  Clin.,  Gottingen, 
Germany),  G.  Brunner,  P.  Heimburg  and  W. 
Creutzfeldt.  Dtsah.    Med.    Woahensohr.    96(39): 
1532-153^,  1971. 


9667 

(Fr.) 
Clot. 


9668 


HEPATIC  METASTASES:  THEIR  DETECTION 
AND  PRESENT  POSSIBILITIES  OF  TREATMENT. 

Fekete,  F.  (Beaujon  Hosp.,  Paris)  and  P. 

Rev.   Prat.    (Paris)   21 (15) :2565-258l  ,  1971. 


DIAGNOSIS  AND  TREATMENT  OF  HEMORRHAGE 
FROM  THE  UPPER  ALIMENTARY  TRACT  OF 

PORTAL  ORIGIN.   (Rum.)   Bancu,  E.'  (1st.  Surg, 

Clin.,  Tirgu  Mures,  Rumania),  R.  Deac,  M. 

Calbureanu  and  D.  Radu .  Reo.    Med.    (Tirgu  Mures) 

17(0:13-16,  1971. 


9669  ANATOMICAL  AND  FUNCTIONAL  LIVER  STUDY 
IN  HYPERTHYROIDISM.   (Sp.)   Ibarra,  R. 

(U.  Buenos  Aires  Sch.  Med.,  Argentina),  C. 
Feldstein  and  J.  E.  Duhart.  Rev.    Clin.    Esp. 
121 (2):187-192,  1971. 

9670  DIAGNOSTIC  VALUE  OF  ANGIOGRAPHY  IN 
CHRONIC  DIFFUSE  DISEASES.   (Ger.) 

Munster,  W.  (Humboldt  U.,  Berlin),  H.  B.  Zimmermann 
and  W.  Schimmelpfennig.  Radiol.    Diagn.    (Berl.) 
12(2):187-195,  1971.. 

9671  ANABOLIC  STEROIDS  IN  TREATMENT  OF 

LIVER   DISEASES.       (Pol.)      Mossor   Ostrowska, 
J.    Pol.    Tyg.    Lek.    26  (32)  :  12/48-1 251  ,    1971. 
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9672      RADIOLOGIC  APPEARANCE  OF  THE  UPPER 

ALIMENTARY  TRACT  IN  PRIMARY  LIVER 
CARCINOMA.   (Pol.)   Kulicz,  A.  (Med.  Acad.  Inst. 
Radiol.,  Zabrze,  Poland).  Pol.    Vvzegl.   Radiol. 
Med.   Mkl.    35  (3)  :289-29't,  1971. 


9673      EARLY  DIAGNOSIS  AND  THERAPY  IN  CHRONIC 

DISEASES  OF  THE  LIVER.   (Ger.)   Kuhn, 
H.  A.  (U.  Wurzburg  Med.  Clin.,  Germany).  AeTztl. 
Prax.    23(81)  :3638-36'47,  1971. 


967't 

(Med.  Sch., 

Munah,   Med. 


9675 


FUNCTIONAL  SCINTISCANNING  OF  THE  LIVER 
WITH  13l|  BSP.   (Ger.)   Hundshagen,  H. 

Hanover,  Germany)  and  T.  Hernady. 

Woohensahr.    11  3  ^43)  :  1 '♦'♦5-l'4't7,  1971. 


LIVER  TRANSPLANTATION  AT  KING'S  COLLEGE 
HOSPITAL,  LONDON.   (E.)  Williams,  R. 

(King's  Coll.  Hosp.,  London).  Physiotherapy 

57  (8): 362-364,  1971. 


9676      CYANOSIS  OF  HEPATIC  ORIGIN.   (Pol.) 

Radzikowski,  A.  (Med.  Acad.  Inst.  Reg. 
Anat.,  Warsaw,  Poland)  and  T.  Zalewski.  Pediatr. 
Pol.    46(6):719-725,  1971. 


9682      BUDD  CHIARI  DISEASE  IN  INFANCY.   (Hun.) 

Peley,  I.  (Pediatr.  Hosp.,  Pecs, 
Hungary),  I.  Kadas ,  M.  Simon  and  G.  Kosztolanyi. 
Gyermekgyogyaszat   22(2)  :24l-2'»6,  1971. 


9683      THE  LIVER  AND  BRONCHIAL  ASTHMA.   (it.) 

Lodi,  L.  (Civil  Hosp.,  Alfonsine, 
Italy).  G.    Clin.   Med.    52(l):88-90,  1971. 


968it      INFLUENCE  OF  DIET,  GLYCINE  AND  ALCOHOL 

ON  PORPHYRINURIA  IN  CHRONIC  HEPATIC 
PORPHYRIA.   (Ger.)   Doss,  M.  (U.  Marburg  Inst. 
Hygiene,  Germany),  P.  Nawrocki  and  A.  Schmidt. 
Dtsah.   Med.    Woohensahr.    96(29) : 1229-1231 ,  1971. 


9685      DUBIN-JOHNSON  SYNDROME  WITH  VARIED 

MANIFESTATIONS.   REPORT  OF  TWO  CASES. 
(E.)   Farmer,  R.  G.,  W.  A.  Hawk  and  B.  H.  Sullivan, 
Jr.  Cleve.    Clin.    Q.    38(2):65-71,  1971. 


9686      JAUNDICE  ASSOCIATED  WITH  BACTERIAL 

INFECTION  IN  THE  NEWBORN.   (E.) 
Rooney,  J.  C.  (Roy.  Child.  Hosp.  Res.  Found., 
Melbourne,  Australia),  D.  J.  Hill  and  D.  M.  Danks. 
Am.   J.    Dis.    Child.    122(1)  :39-'*l  ,  1971. 


9677      LIVER  CHANGES  IN  MUCOVISCIDOSIS 

HETEROZYGOTES.   (Pol.)   Romanska,  K. 
(Med.  Acad.  1st.  Pediatr.  Dis.  Clin.,  Zabrze, 
Poland),  Z.  Szczepanski  and  K.  Smigla.  Pediatr. 
Pol.    '46(5):  569-575,  1971. 


9687      EXCHANGE  TRANSFUSION  IN  ACUTE  LIVER 
FAILURE.   (Ger.)   Baltzer,  G.  (Univ. 
Med.  Clin.,  Marburg/L.,  Germany),  W.  Dolle  and  U. 
Bar.  Dtsch.   Med.    Woohensahr.    96(33) : 1329-1333, 
1971. 


9678      INOSE'S  HEPATOCEREBRAL  DISEASE  WITHOUT 
CORTICAL  CHANGES.   A  COMPARATIVE  NEURO- 
PATHOLOGICAL  STUDY  FROM  THE  VIEWPOINT  OF  THERA- 
PEUTICS.  (Ger.)   Hori ,  A.  (City  U.,  Nagoya, 
Japan),  T.  Nakamura  and  H.  Kishimoto.  Nagoya 
Med.    J.    16(4): 225-245,  1971. 


9679      CHOLESTATIC  HEPATOSIS  INDUCED  BY 

OVULATION  INHIBITORS.   (Ger.)   Dirschmid, 
K.  (Kaiser  Franz  Joseph  Hosp.,  Vienna),  W.  Felkel 
and  K.  Temesrekasi.  Med.    Klin.    66 (38) : 1264-1 268, 
1971. 


9680      OCULAR  HAZARDS  OF  PHOTOTHERAPY  FOR 
HYPERBILIRUBINEMIA.   (E.)   Kalina, 
R.  E.  (U.  Washington  Dept.  Ophthalmol.,  Seattle) 
and  G.  L.  Forrest.  J.    Pediatr.    Ophthal.    8(2): 
116-118,  1971. 


9681      ANATOMIC  AND  CLINICAL  FEATURES  OF  A 

CASE  OF  POLYCYSTIC  HEPATORENAL  DISEASE 
IN  A  YOUNG  ADULT.   (Fr.)   Ledru,  J.,  J.  Faure,  M. 
Rachail  and  A.  Perdrix.  Grenoble  Med.    Chir. 
9(10):377-378,  1971. 


9688  AUTOIMMUNE  TESTS  IN  CHRONIC  ACTIVE 
DISEASE  OF  THE  LIVER.   (E.)   Ludwig, 

R.  N.  (Cleveland  Clin.  Found.,  Ohio),  S.  D. 
Deodhar  and  C.  H.  Brown.  Cleve.    Clin.    Q.    38(3): 
105-112,  1971. 

9689  URINARY  TRACT  INFECTION  PRESENTING  AS 
JAUNDICE.   (E.)   Anonymous.  Br.    Med. 

J.    3(5774) :546-547,  1971. 


9690      POSSIBILITIES  OF  CRYOSURGERY  ON  THE 
LIVER.   (Ger.)   Gottschalk,  E.  (Med. 
Acad.  Erfurt,  Germany),  F.  Dieterich  and  K. 
Eltahir.  Zentralbl.    Chir.    96(26) :849-850,  1971 


9691 


AL  FETOPROTEIN.   II.   ISOLATION  AND 
CRYSTALLIZATION  FROM  A  PRIMARY  LIVER 

CELL  CARCINOMA.   (Ger.)   Lehmann,  F.  G.  (Univ. 

Med.  Clin.,  Marburg/L.,  Germany)  and  D.  Lehmann. 

Z.  Klin.   Chem.   Klin.   Biochem.   9(4) : 309-31 3,  1971 

9692      LIVER  BIOPSY  FINDINGS  IN  BLOOD  DONORS 
WITH  INCREASED  SERUM  TRANSAMINASE 
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ACTIVITY.   (Ger.)   Goesch,  P.  (Reg,  Hosp. ,  Rostock, 
Germany),  M.  Maass,  A.  Schwager  and  S,  Muller. 
Z.    Gesamte  Inn.   Med.    26(8) : 257-26 1 ,  1971. 


9693      PRIMARY  HEMOCHROMATOSIS.   (Pol.) 

Poleszak,  J.  (Med.  Acad.  1st.  Clin. 
Intern.  Dis.,  Lublin,  Poland).  Wiad.    Lek.    2k{\l) 
1187-1190,  1971. 


%Sk  A  CASE  OF  NONPARASITIC  HEPATIC  CYST. 

(Pol.)   Bernat,  M.  (3rd  Surg.  Clin., 
Wroclaw,  Poland),  S.  Piegza  and  J.  Sapota.  Wiad. 
Lek.    2A(  10): 979-981,  1971. 


9701      LYMPHATIC  DRAINAGE  FROM  THE  LIVER  AND 

ITS  REGIONAL  (SUPRA  AND  INFRA  DIAPHRAG- 
MATIC) LYMPH  NODES.   (Ger.)   Burgmann,  W. 
(Rheinallee  37,  Bonn,  Germany).  Med.    Welt   22(36) 
1370-1373,  1971. 


9702      ANEURYSM  OF  THE  HEPATIC  ARTERY  TREATED 

BY  EXCISION  AND  HEPATIC  CIRCULATION 
RESTORED  BY  SPLENOHEPATIC  ARTERY  ANASTOMOSIS. 
(Fr.)   Saubier,  E.  C.  (Surg.  Soc.  Lyon,  France), 
E.  Vincent  and  P.  Gail  lard.  Lyon  Chiv.    67(3): 
176-180,  1971. 


9695      THE  RECOGNITION  OF  PRIMARY  CANCER  OF 

THE  LIVER  BY  THE  USE  OF  AN  IMMUNOCHEMICAL 
TEST  FOR  EMBRYO-SPECIFIC  Al  GLOBULIN.   (Rus.) 
Tatarinov,  I.  S.  (Med.  Inst.,  Astrakhanj,  USSR), 
V.  N.  Mas'ukevich  and  K.  A.  Afanas'eva.  Vopv. 
Onkol.    17(3):5'4-58,  1971. 


9696      LIVER  FUNCTION  STUDIES  IN  PATIENTS  WITH 
ENDEMIC  NEPHROPATHY.   (Bui.)   Milev,  B. 
Vatr.    Bolesti    (Sofiia)    10(2) : '46-53,  1971. 


9703      PRIMARY  CANCER  OF  THE  LIVER  IN  THE 
AFRICAN  NEGRO.   (Fr.)   Sankale,  M. 
(Med.  Clin.,  Dakar,  Senegal).  J.    Med.   Montpellier 
6(6):31'*-322,  1971. 


970'*      SUPERSELECTIVE  ANGIOGRAPHY  OF  THE 

CELIAC  ARTERY.   (Fr.)   Bucheler,  E. 
(U,  Bonn  Med.  Ctr.,  Germany)  and  M.  Thelen.  J. 
Beige  Radiol.    S^t  (5)  :6l  1 -620  ,  1971. 


9697      SERUM  PROTEIN  MODIFICATIONS  IN  HEPATIC 
DISEASES.   (Ger.)   Braun,  H.  J.  (Univ. 
Med.  Clin.,  Tubingen,  Germany).  Therapiewoahe 
21(3'»):2319-2327,  1971. 


9698      ASSESSMENT  OF  FUNCTIONAL  CONDITION  OF 

THE  LIVER  IN  CUSHING'S  DISEASE.   (Rus.) 
Vasiukova,  E.  A,,  A.  A.  lasko  and  I.  V.  Pisarskaia, 
Ter.   Arkh.    '♦3  (6) :  51 -53,  1971. 


9699      DISTOMATOSIS  OF  THE  LIVER.   (Fr.) 

Ribet,  A,  Rev.   Med.   Toulouse   7,  Pt.  2 
(5):972-97't,  1971. 


9700      MEDICAL  TREATMENT  OF  PORTACAVAL  ENCEPHALO- 
GRAPHY.  (Fr.)   Pirotte,  J.  (U,  Liege 
Inst.  Med.,  Belgium).  Rev.   Med.   Liege   26(17): 
583-588,  1971. 


9705      MILK  PROTEIN  IN  THE  TREATMENT  OF  LIVER 

DISEASES.   (Ger,)   Simon,  K.  Hospitalis 
(Zurich)    '»l(10):679-683,  1971. 


9706      SPONTANEOUS  RUPTURE  OF  THE  LIVER  IN 

PREGNANCY.   (E.)   McCrann,  D.  J.  (St. 
Francis  Hosp.,  Hartford,  Conn.)  and  R.  A.  Gagnon. 
Conn.   Med.    35  (7)  :'t33-^3't,  1971. 


9707      TRUE  NONPARASITIC  LIVER  CYSTS.   (Rus.) 

Sokolova,  T,  F.  Sov.    Med.    3'*  (5): 
\h1-\k-i,    1971. 


9708      LIVER  BIOPSY  WITHOUT  VISUAL  CONTROL  IN 

CHILDREN.   (Ger.)   Cihula,  J.  (Charls 
U.  Pediatr.  Clin.,  Hradec  Kralove,  Czechoslovakia) 
V.  Vortel  and  V.  Herout.  SB.    Ved.    Ft.    Lek.    Fak. 
Kralovy  Univ.    I^id ):  1-125,  1971. 


See  also  numbers:  9011,  9018,  9107,  9119,  9122,  9123,  9128,  9137,  9183,  9187,  9189,  9193,  9201,  9202, 
9205,  9206,  9218,  9220,  9221,  9226,  9227,  9233,  9236,  Sklh,  9^*63,  9^*81,  9592,  9593, 
9612,  9878,  9881,  9883,  9884,  9885,  9890 


Whs 


ACUTE  NONVIRAL  HEPATITIS  AND  HEPATIC  INJURY 


9709      EFFECT  OF  PERITONITIS  ON  MITOCHONDRIAL 

RESPIRATION,   (E.)   Decker,  G.  A.  G. 
(Roy.  Victoria  Hosp. ,  Montreal,  Quebec,  Canada), 
A.  M.  Daniel,  S.  Blevings  and  L.  D.  Maclean.  J. 
Surg.   Res.    11  (1 1 )  :528-532,  1971. 

The  effect  of  Klebsiel la  pneumoniae  peri  toni tis 
on  hepatic  mitochondrial  respiration  was  studied 
in  male  rats.   Liver  parenchymal  cells  were  stu- 
died 18  hr  after  the  injection  of  the  organism  or 
immediately  after  death.   A  significant  decrease 
of  liver  ATP  and  an  increase  in  AMP  were  observed 
in  septic  rats.   In  the  animals  studied  at  death, 
these  changes  were  more  pronounced,  and  tissue 
ADP  levels  and  total  adenine  nucleotide  content 
were  significantly  lower  than  in  the  livers  of 
normal  rats.   No  significant  differences  were 
seen  between  the  normal  and  the  septic  groups 
regarding  mitochondrial  respiration.  The  rate  of 
oxygen  uptake/mg  protein  content  of  the  mitochondrial 
preparation  tended  to  be  higher  in  the  septic 
group.   Thus,  this  model  of  experimental  sepsis 
does  not  cause  irreversible  liver  damage  to  liver 
mitochondria. 


9710      EFFECTS  OF  AN  ORAL  CONTRACEPTIVE  AGENT 
ON  PLASMA  LIPIDS,  PLASMA  LIPOPROTEINS, 
THE  INTRAVENOUS  FAT  TOLERANCE  AND  THE  POST-HEPARIN 
LIPOPROTEIN  LIPASE  ACTIVITY.   (E.)   Rossner,  S. 
(U.  Uppsala  Dept.  Obstet.  Gynecol.,  Sweden),  U. 
Larsson-Cohn ,  L.  A.  Carlson  and  J.  Boberg.  Acta 
Med.    Saand.    190('4)  :301-305 ,  1971. 

The  effects  of  a  combined  oral  contraceptive  agent 
(chlormadi none  acetate  3  mg  and  mestranol  0.1  mg) 
on  plasma  lipid  and  lipoprotein  levels  were  studied 
in  12  healthy  women.   During  the  treatment,  all 
women  showed  an  increase  of  the  plasma  triglyceride 
level,  10  of  12  showed  increased  cholesterol 
concentration,  and  the  average  concentration  of 
free  fatty  acids  remained  unchanged.   Very  low, 
low,  and  high  density  lipoprotein  levels  were  all 
significantly  increased,  the  most  significant 
changes  being  in  the  very  low  and  low  fractions. 
In  the  low  fractions  the  percentage  of  both  tri- 
glycerides and  phospholipids  increased,  in  the 
high  only  that  of  triglycerides.   The  increase  of 
triglycerides  in  the  very  low  fraction  accounted 
for  about  '♦O^  of  the  total  rise  of  plasma  tri- 
glycerides.  In  the  high  fraction,  the  concentra- 
tion of  triglycerides  increased  more  than  twice. 
The  i.v.  fat  tolerance  was  unaffected  by  the 
medication.   During  treatment  the  post-heparin 
lipolytic  activity  was  unchanged  5  min  after  the 
heparin  injection  but  was  significantly  lowered 
after  kO   min.   Studies  with  these  agents  ad- 
ministered alone  indicated  that  it  was  probably 
the  estrogenic  part  of  the  combined  drug  that 
was  responsible  for  the  alterations  of  the  lipid 
level s . 


9711      TRANSIENT  CHOLESTASIS  DURING  TREATMENT 
WITH  AJMALINE,  AND  CHRONIC  XANTHOMATOUS 


CHOLESTASIS  AFTER  ADMINISTRATION  OF  AJMALINE, 
METHYLTESTOSTERONE  AND  ETH I NYLESTRAD I OL .   TWO 
CASE  REPORTS.   (E.)   Beermann,  B.  (Sabbatsbergs 
Hosp.,  Stockholm),  J.  L.  E.  Ericsson,  K.  Hellstrom, 
B.  Wengle  and  B.  Werner.  Acta  Med.    Saand. 
190('4):2'*l-250,  1971. 

Two  patients  (1  male,  1  female)  with  intrahepatic 
cholestasis  following  treatment  with  ajmaline 
are  described.   Upon  interruption  of  therapy,  the 
male  patient  improved  rapidly,  his  serum  bilirubin, 
alkaline  phosphatase  and  GPT  returning  to  normal 
within  a  few  days.   The  female  patient  was  also 
given  a  preparation  containing  methyl  testosterone 
and  ethi ny lest radiol  .   She  developed  chronic 
cholestasis  and  a  clinical  syndrome  similar  to 
that  of  xanthomatous  biliary  cirrhosis  which  has 
persisted  for  2  yr.   Galactose  tolerance  tests 
and  in  vitro  methyl  testosterone  metabolism  were 
normal  in  this  patient.   Electron  microscopic 
studies  of  a  liver  biopsy  taken  from  this  patient 
revealed  many  normal  hepatocytes  and  other 
parenchymal  cells  which  contained  vacuoles  filled 
with  irregular  clumps  of  electron-dense  material. 
These  "whorl  bodies"  may  represent  altered,  re- 
absorbed bile.   Similar  structures  were  seen  in 
the  Kupffer  cells  and  in  the  extracellular  spaces. 
No  evidence  of  biliary  cirrhosis  was  observed 
after  1  yr.   Thus,  the  administration  of  several 
cholestatic  drugs  simultaneously  may  produce  a 
more  severe  cholestatic  disease  than  occurs  when 
either  agent  is  administered  alone. 


9712      BREAST-MILK  JAUNDICE  AND  ORAL  CONTRA- 
CEPTIVES.  (E.)   Wong,  Y.  K.  (Matern. 
Hosp.,  Birmingham,  England)  and  B.  S.  B.  Wood. 
Br.   Med.    J.    't'(578'4)  :'403-'t04 ,  1971. 

A  total  of  116  mother- infant  pairs  were  studied. 
Of  the  69  non-jaundiced  infants,  2h    (34.81) 
mothers  had  been  on  the  pill  (at  least  1  cycle); 
of  A7  jaundiced  infants,  33  (70%)  mothers  had 
been  on  the  pill.   Results  suggest  a  relationship 
between  the  pill  and  idiopathic  jaundice  in 
breast  fed  infants.   A  total  of  I8  infants  had 
severe  jaundice  (bilirubin  levels  above  15  mgl) 
on  fifth  or  subsequent  days  of  life;  mothers  of 
]k   of  these  were  on  the  pill.   Estriol  given 
either  to  neonates  or  mothers  2k   hr  before 
delivery  has  increased  plasma  bilirubin  levels 
or  incidence  and  levels  of  subsequent  jaundice, 
resp.   The  pill  became  widely  used  in  society 
at  about  the  same  time  as  breast  milk  jaundice 
was  first  reported. 


9713      THE  RELATIONSHIP  BETWEEN  THE  CHEMICAL 

STRUCTURE  OF  AFLATOXINS  AND  THEIR 
EFFECT  ON  BOVINE  PANCREAS  DEOXYRI BONUCLEASE. 
(E.)   Schabort,  J.  C.  (Rand  Afrikaans  U.  Dept. 
Biochem.,  Johannesburg,  South  Africa)  and  M.  J. 
Pitout.  Ensymologia  h]  (k): 20] -I'] 6,    1971. 
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The  relationship  between  the  chemical  structure  of 
the  aflatoxins  B2 ,  B2g,  G2,  G2a>  M,  and  M2  and 
their  biochemical  activity  on  pancreatic  DMA  was 
investigated.   At  concentrations  lower  than  80 
uM,  and  in  this  order,  aflatoxins  B) ,  B2,  and  M2 
were  effective  activators  of  pancreatic  deoxy- 
ribonuclease  (ONase)  activity.   Equilibrium 
analysis  and  difference  spectroscopy  indicated 
that  these  toxins  bind  to  DIJA  with  different 
affinities,  in  order  B]  to  M2 ,  by  decreasing  the 
Michael  is  constant.   The  absence  of  the  A^  bond 
in  the  terminal  furane  ring  caused  an  increase 
in  the  activating  effect  at  aflatoxin  concentra- 
tions higher  than  80  uM  in  the  order  B2  >  B]  > 
M2  >  M] .   Aflatoxins  629  ^23  G2,  and  M]  were 
found  to  be  non-competitive  inhibitors  of  pan- 
creatic DNase  in  the  order  given.   Aflatoxin  G, 
showed  no  definite  activating  or  inhibiting 
effect  on  DNase  activity.   A  hydroxy  group  in 
position  4  or  2  in  the  terminal  furane  ring  deter- 
mined the  inhibitory  (or  activating)  effect  of 
these  compounds.   The  presence  of  another  lactone 
ring  in  aflatoxins  Gi  and  G2  and  its  effect  on 
DNase  and  their  binding  properties  is  discussed. 
These  structural  differences  account  for  differences 
in  the  toxicity  and  carcinogenicity  of  these  com- 
pounds and  may  be  used  to  describe  correlation 
between  structure  and  function  of  pancreatic 
DNase  I . 


971^      MORPHOLOGIC  CHANGES  IN  THE  LIVER  AFTER 

EXPERIMENTAL,  FRACTIONATED,  LOCAL  X- 
IRRADIATION.   (Ger.)   Kov^cs ,  L.  (Hungarian  Acad, 
Sci .  Res.  Group  Med.  Radiol.,  Budapest). 
Strahlentherccpie    142  (2)  : 227-237,  1971. 

In  rats,  during  the  first  15  days  following  the 
completion  of  local  X-ray  to  the  liver  (500  r/day 
for  16  days),  progressive  necrotic  and  exudative 
changes  were  demonstrable,  particularly  in  the 
periportal  region.   In  the  central  portions  of 
the  lobes,  significant  inhibition  of  oxidative 
enzyme  activity  and  both  acid  and  alkaline 
phosphatase  activity  appeared  to  be  independent 
of  the  presence  of  necrosis  or  exudate  and  was 
accompanied  by  widespread  destruction  of  argyrophil 
fibers.   Enzyme  activity  in  the  parenchymal  cells 
was  also  sharply  reduced,  although  it  appeared  to 
be  essentially  unaffected  in  the  periportal  region. 
Subsequent  degenerative  and  regenerative  changes 
both  developed  slowly  and  irregularly,  over  a 
total  observation  period  of  150  days. 


9715      INTRAPERITONEAL  HALOTHANE  ADMINISTRATION: 

EVIDENCE  OF  HEPATIC  AND  MUSCLE  INJURY. 
(E.)   Zimmerman,  H.  J.  (VA  Hosp.,  Washington, 
D.  C),  J.  Kendler  and  R.  F.  Koff.  Proa.    Soa. 
Exp.    Biol.   Med.    38(2) :678-682 ,  1971. 

I.p.  administration  of  3.5  mmoles/kg  halothane  to 
unfasted  rats  led  to  a  sharp  rise  in  plasma  levels 
of  GOT,  GPT,  ornithine  carbamoyl  transferase, 
and  to  a  slight  elevation  in  sorbitol  dehydro- 
genase, peak  levels  occurring  at  30  min.   Degree 
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in  enzyme  levels  seemed  proportional 'to 
halothane  between  1.7  and  7.0  mmoles/kg. 
r  but  quantitatively  lesser  response  was 
in  rats  treated  i.p.  with  ether.   Pento- 
or  saline  injections  did  not  affect 
ctivity.   Isoenzyme  V  of  LDH  was  elevated 
lothane  which  together  with  elevated  GOT 
levels  indicates  skeletal  muscle  and 
injury.   Halothane  may  have  a  slight  and 
t  effect  on  the  liver  which  can  be  trans- 
to  frank  hepatic  necrosis  when  accompanied 
sensiti vi  ty. 


BILIARY  DECOMPRESSION  IN  THE  TREATMENT 
OF  BILOTHORAX.   (E.)   Williams,  S.  W. 
(Naval  Hosp.,  St.  Albans,  N.  Y.),  P.  L.  Majewski , 
J.  E.  C.  Morris,  B.  C.  Cole  and  D.  J.  Doohen. 
Am.    J.   Surg.    1 22 (6) :829-831 ,  1971. 

A  report  of  a  23-yr-old  man  with  a  complicated 
liver  injury  following  blunt  trauma  in  whom 
decompression  of  the  common  bile  duct  was  effec- 
tive in  controlling  a  biliary  fistula.   The 
patient  was  initially  treated  by  suture  repair 
of  the  liver  to  the  diaphragm;  however,  because 
of  persistent  bilothorax,  decompression  of  the 
biliary  tract  by  means  of  T-tube  choledochostomy 
was  performed  on  the  sixteenth  day  after  the 
original  procedure.   The  T-tube  was  removed  67 
days  after  choledochostomy.   A  fistulous  tract 
into  the  chest  was  never  demonstrated.   Subsequent 
chest  roentgenograms  showed  progressive  improvement 
and  the  patient  was  released  without  further 
complication.   Biliary  decompression  as  a  means 
of  reducing  the  intraductal  pressure  during  the 
healing  process  should  be  considered  following 
1 i ver  i  njury. 


9717      HEPATITIS,  ARTHRITIS  AND  LUPUS  CELL 

PHENOMENA  CAUSED  BY  METHYLDOPA.   (E.) 
Eliastam,  M.  and  A.  W.  Holmes  (Rush-Presbyterian- 
St.  Luke's  Med.  Ctr.,  Chicago,  111.).  Am.    J. 
Dig.    Dis.    I6(ll):101't-10l8,  1971. 

A  'lO-yr-old  hypertensive  woman  who  was  given 
methyldopa  and  developed  hepatitis  shortly 
therafter  is  reported.   Her  hepatitis  was  exacer- 
bated when  she  was  inadvertently  given  methyldopa 
on  another  occasion.   On  the  first  occasion, 
antinuclear  antibody  titer  was  less  than  1:10, 
and  2  LE  cell  preparations  were  negative.   Her 
history  revealed  that  she  knew  of  no  potential 
exposures  to  viral  hepatitis,  and  had  no  history 
of  previous  liver  disease.   During  the  exacerba- 
tion, she  had  transient  arthritis,  antinuclear 
antibodies  and  positive  LE  cell  preparations. 
Thus  the  history  and  clinical  and  laboratory 
findings  indicate  a  hepatotoxic  reaction  to 
methyldopa  as  the  cause  of  this  patient's  problems. 


9718      HEPATIC  CHANGES  IN  DOGS  AND  RATS  . 
INDUCED  BY  XYLIDINE  ISOMEJ^S.   (E.) 
Magnusson,  G.  (AB  Astra  Toxicol.  Lab.,  Sodertalje, 
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Sweden),  N.  0.  Bodin  and  E.  Hansson.  Aata  Pathol. 
Miorobiol.    Soand.    [a]    79(6) :639-648,  1971. 


9719      AFLATOXINS  IN  AUTOPSY  SPECIMENS  FROM 

THAI  CHILDREN  WITH  AN  ACUTE  DISEASE  OF 
UNKNOWN  AETIOLOGY.   (E.)   Shank,  R.  C.  (MIT  Dept. 
Nutr.  Food  Sci.,  Cambridge,  Mass.),  C.  H.  Bourgeois, 
N.  Keschamras  and  P.  Chandavimol .  Food  Cosmet. 
Toxiaol.    9(^4)  :501-507,  1971. 


9721      COMBINED  TRAUMA  OF  THE  LIVER  AND 

INFERIOR  VENA  CAVA.   (Fr.)   Gilbertas, 
A.  (Cent.  Hosp.,  Chambery,  France),  M.  Blitz,  P. 
Teissier  and  P.  Barjhoux.  Chirurgie   31  {5) -.'ihh-'ikS , 
1971. 


9722      ACUTE  ALCOHOLIC  HEPATITIS  IN  CEYLON. 

(E.)   Nagaratnam,  N.  (Govt.  Hosp., 
Gampaha,  Ceylon)  and  D.  C.  Peiris.  Ceylon  Med. 
J.    l6(l):28-38,  1971. 


9720      CULTURES  OF  HEPATIC  TISSUE  IN  EXPERIMENTAL  9723 

TOXICOLOGY.   (Fr.)   Hebert,  S.  (Fernand 

Widal  Hosp.,  Paris),  P.  Gervais,  F.  Roux  and  N.  (E.) 

Richshoffer.  Eur.    J.    Toxiool.    ^t  (3) : 1 75-1 98,  1971.  ham). 


HEPATIC  UPTAKE  OF  ORGANIC  ANIONS  DURING 
TOXIC  INJURY  BY  DIMETHYLN ITROSAMINE. 
Riley,  S.  M.  (U.  Alabama  Sch.  Med.,  Birming- 
Ala.   J.   Med.   Soi.    8(3):26'»,  1971. 
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972A      MYOCARDIAL  INVOLVEMENT  IN  INFECTIOUS 

HEPATITIS.   (E.)   Nagaratnam,  N.  (Govt. 
Hosp.,  Gampaha,  Ceylon),  0.  P.  K.  M.  De  Silva 
and  K.  R.  W.  Gunawardene.  Postgrad.    Med.    J. 
'♦7(55^):  785-788,  1971. 

As  a  wide  variety  of  infectious  disease  may  give 
rise  to  myocarditis,  the  diagnosis  depends  often 
upon  the  recognition  of  the  possibilities  of 
myocarditis  in  the  particular  infection.   The  ^4 
patients  in  this  study  had  jaundice  and  clinical 
and  biochemical  findings  consistent  with  that  of 
infectious  hepatitis.   Clinical  features  of  myo- 
carditis, often  so  variable  that  it  is  occasionally 
missed,  were  minimal  in  patients,  limited  to 
subtle  EKG  changes  (nonspecific  T-wave  changes) 
in  1  case  and  the  development  of  extrasystoles  in 
the  other.   Features  can  also  be  glaring  as  the 
developed  congestive  cardiac  failure  with  cardiac 
enlargement,  gallop  rhythm  and  death  (case  3)  or 
hypotension  and  peripheral  circulatory  failure 
(case  h) .      The  virus  may  directly  damage  the 
heart  tissues  or  give  rise  to  a  hypersensitivity 
or  autoimmune  reaction,  damage  usually  occurring 
on  or  about  the  seventh  to  tenth  day  after  the 
initial  virus  infection. 


9725      DELAYED  HTPERSENS IT  I V ITY  TO  HEPATITIS- 
ASSOCIATED  ANTIGEN  IN  GUINEA  PIGS. 
(E.)   Irwin,  G.  R. ,  Jr.,  W.  J.  Hierholzer,  Jr. 
and  R.  W.  McCollum  (Yale  U.  Sch.  Med.,  New  Haven, 
Conn.).  J.    Infect.    Dis.    125(0:73-76,  1972. 

Delayed  skin  reactions,  manifested  by  induration 
and  erythema  at  2'»-36  hr  were  observed  in  10  of 


12  guinea  pigs  initially  immunized  with  hepatitis 
associated  antigen  plus  Freund's  complete  adjuvant, 
when  they  were  subsequently  (19-35  days  later) 
challenged  i nt radermal ly  with  the  antigen  alone. 
Positive  reactions  were  found  in  animals  immunized 
by  both  the  i.p.  and  footpad  routes.   Histologic 
examination  of  the  skin  lesion  revealed  a  moderate 
mononuclear  cell  infiltrate  with  the  presence  of 
some  polymorphonuclear  cells.  Any  dilution  of 
the  preparation  of  hepatitis-associated  antigen, 
which  contained  '^0  mg  of  protein/ml,  failed  to 
cause  skin  reactivity  at  any  tested  dose.   Heating 
of  the  antigen  for  1  min  at  temperatures  of  37°  C, 
57°  C,  75°  C,  or  98°  C  had  little  effect  on  re- 
sults of  immunization  or  skin  tests.   Sera  taken 
before  immunization  and  all  sera  drawn  just  be- 
fore skin  testing  failed  to  react  with  hepatitis- 
associated  antigen  when  tested  by  complement 
fixation  or  agar  gel  diffusion. 


9726      HEPATITIS-ASSOCIATED  ANTIGEN  IN  SPORADIC 

CASES  OF  ACUTE  VIRAL  HEPATITIS.   (E.) 
Kelen,  A.  E.  (Canadian  Communicable  Dis.  Ctr. 
Virus  Labs.,  Ottawa,  Ontario),  A.  E.  Hathaway, 
D.  A.  McLeod  and  F.  P.  Nagler.  Can.    Med.   Assoc. 
J.    106(0:32-35,  1972. 

The  presence  of  hepatitis-associated  antigen  was 
detected  in  the  blood  of  63  (3U)  of  IQk   patients 
and  apparently  healthy  staff  members  at  risk. 
All  but  2  of  the  positive  cases  were  found  in 
the  groups  of  87  patients  ill  with  acute  viral 
hepatitis  (clinically  diagnosed  as  infectious 
hepatitis  or  serum  hepatitis).  The  large  majority 
of  antogen-posi ti ve  patients  had  a  past  history 
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of  drug  addiction  and  sharing  of  syringes  and 
needles  for  the  past  6  months-2  yr.   The  group 
of  hepatitis-associated  antigen-positive  drug 
addicts  showed  a  higher  incidence  rate  of  anti- 
genemia  associated  hepatitis  among  males  than 
females.   The  vast  majority  (99%)  of  antigen- 
positive  drug  addicts  were  between  1'*  and  25  yr 
of  age.   The  number  as  well  as  the  proportion  of 
hepatitis-associated  antigen  positive  sera  de- 
clined gradually  during  the  third  and  fourth  week 
after  disease  onset  and  only  occasional  positive 
findings  were  recorded  at  5  or  more  weeks. 


9727      AUSTRALIA  ANTIGEN  AND  HEPATITIS  IN 

ACCRA,  GHANA.   (E.)   Morrow,  R.*H.,  Jr. 
(Harvard  Sch.  Public  Health,  Boston,  Mass.), 
F.  T.  Sai  and  L.  F.  Barker.  Br.   Med.   J.    '»(5784): 
389-391,  1971. 

Sera  from  85  patients  with  acute  viral  hepatitis 
in  Accra,  Ghana,  was  examined  for  the  presence  of 
hepatitis-associated  antigen.   Sera  from  patients 
early  (1-7  days)  in  their  illness  were  virtually 
all  positive.   No  other  variables  (age,  sex, 
place  of  birth  and  residence,  severity  of  disease) 
were  Important  except  to  the  extent  that  they 
affected  the  opportunity  for  early  diagnosis  and 
admission  to  hospital.   In  males,  hepatitis- 
associated  antigen  persisted  parallel  with  the 
duration  of  jaundice  but  no  such  relationship  was 
apparent  in  females.   However,  duration  of  jaundice 
was  shorter  in  females.   Previous  epidemiologic 
studies  In  Accra  indicate  fecal-oral  transmission 
rather  than  parenteral  transmission.   The  high 
Incidence  of  hepatitis-associated  antigen-positive 
hepatitis  in  Accra,  as  in  the  general  population 
of  Africa,  may  be  related  to  the  high  rate  of 
cirrhosis  and  hepatoma  in  Africa. 


9728      A  SEX  DIFFERENCE  IN  THE  CARRIER  STATE 

OF  AUSTRALIA  (HEPATITIS-ASSOCIATED) 
ANTIGEN.   (E.)   Goodman,  M.  (Plymouth  State  Home 
Training  Sch.,  Northville,  Mich.),  R.  L.  Wainright, 
H.  F.  Weir  and  J.  C.  Gall,  Jr.  Pediatrics   '(8(6): 
907-913,  1971. 

A  study  for  the  distribution  of  Australia  antigen 
and  for  the  antibody  to  this  antigen  was  conducted 
among  1077  mentally  retarded  residents  of  the 
Plymouth  State  Home,  Northville,  Michigan.  Among 
children  Institutionalized  during  the  first  10 
yr  of  life,  more  males  than  females  became  carriers 
with  the  greatest  risk  among  individuals  with 
Down's  syndrome.   The  results  confirm  the  presence 
of  3  risk  factors  that  contribute  to  Australia 
antigenemia:   age  at  which  institutionalized; 
duration  of  institutionalization;  and  age  of  the 
subject  at  the  time  tested.   The  risk  was  maximal 
for  subjects  institutionalized  during  the  first 
5  yr  of  life  who  have  been  in  residence  from  5 
to  15  yr.  A  latent  ability  to  resist  the  carrier 
state  occurs  with  increasing  age.   Down's  syndrome 
residents  have  a  greater  susceptibility  to  become 
carriers  than  other  mentally-retarded  residents. 


Down's  syndrome  females  are  as  susceptible  as 
males  to  the  carrier  state.   Males  with  other 
forms  of  mental  retardation  are  more  likely  to 
become  chronic  carriers  as  compared  to  females 
also  of  other  forms.   Mechanisms  to  account  for 
these  differences  may  involve  central  Immune 
mechanisms  or  localized  cellular  enzymatic  mechanism. 


9729      MORPHOLOGIC  CHANGES  OF  MOUSE  LIVER 

AFTER  INOCULATION  OF  ARBO  VIRUS  (TYPE 
BeAn  679'49)  .   (Ger.)   Huth,  F.  (U.  Para  Inst. 
Reg.  Pathol.,  Brazil)  and  R.  de  Araujo.  Virahows 
Arch.    [Zellpathol.]    9(2) : 153-163  ,  1971. 

Electron  microscopic  examination  of  liver  from 
newborn  mice  6-8  days  after  intracerebral  injec- 
tion of  arbovirus  (type  BeAn  679'*9)  ,  contained  in 
suspension  of  brain  tissue  from  infected  mice, 
revealed  virus  particles  in  the  nuclei  of  endo- 
thelial cells.   These  particles  were  in  different 
stages  of  maturation  with  a  constant  diameter  of 
90  microns  and  were  characterized  by  either 
double  or  single  capsids  and  dense  round  or  polar 
centers.   In  addition,  different  inclusion  bodies 
varying  in  size  between  5-200  microns  were  seen 
in  the  cytoplasm  and  nuclei  of  cells.   Viral 
reduplication  was  accompanied  by  a  strong  prolifera- 
tion of  sinus-llning  cells  and  necrosis  of  liver 
parenchyma.   It  is  suggested  that  the  hepatitis 
induced  by  the  arbovirus  differs  from  that  ob- 
tained after  inoculation  of  other  viruses  and 
could  be  used  as  a  model  for  human  viral  hepatitis. 


9730  THE  HOLY  CROSS  COLLEGE  FOOTBALL  TEAM 
HEPATITIS  OUTBREAK.   (E.)   Morse,  L.  J. 

(St.  Vincent  Hosp.,  Worcester,  Mass.),  J.  A. 
Bryan,  J.  P.  Hurley,  J.  F.  Murphy,  T.  F.  O'Brien 
and  W.  E.  C.  Wacker.  JAMA   21 9(6)  :706-708 ,  1972. 

During  a  15-day  period  in  the  fall  of  1969,  an 
outbreak  of  infectious  hepatitis,  limited  to  the 
97  member  varsity  football  team,  occurred.  The 
attack  rate  was  93%  as  32  patients  were  icteric, 
22  were  anicteric  but  symptomatic  and  36  players 
were  asymptomatic  with  elevated  SGPT  levels. 
Other  athletes,  using  the  same  facilities  but 
arriving  6  days  after  the  established  date  of 
exposure  were  unaffected.   Epidemiological  studies 
revealed  that  an  infected  group  of  children  on  a 
warm  August  day  were  playing  in  the  puddles  of 
surface  water,  surrounding  the  field,  that  had 
been  drained  from  the  field.   Due  to  interconnec- 
tion of  these  water  lines  with  the  municipal 
water  supply,  a  fire  and  the  subsequent  use  of 
water  created  a  negative  pressure  in  the  lines  so 
as  to  cause  back  siphonage  of  contaminated  water 
at  the  football  field.   Players  drank  this  water 
and  subsequently  developed  hepatitis. 

9731  SEDIMENTATION  CONSTANT  OF  HEPATITIS- 
ASSOCIATED  ANTIGEN.   BRIEF  REPORT. 

(E.)   Schober,  A.  (U.  Gottingen  Inst.  Hygiene, 
Germany),  R.  Sundmacher,  R.  Thomssen  and  0.  Drees. 
Arch.    Gesamte  Virus forsah.    35  (2-3)  :31't-3l6,  1971. 
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The  buoyant  density  of  hepatitis-associated 
antigen  in  sucrose  was  1.16  g/cm^  and  in  cesium 
chloride  was  1.20  g/cm^ ,  similar  to  previously 
reported  values.   The  sedimentation  coefficient 
was  no  more  than  '40+7S  as  determined  by  trapezoidal 
approximation  in  sucrose  zonal  gradients  using 
semipurified  material.   In  order  to  determine  the 
exact  sedimentation  coefficient  and  constant, 
several  human  sera  containing  hepatitis-associated 
antigen  were  purified  by  a  factor  of  200;  the 
loss  of  antigen  during  purification  was  98.'*%. 
One  ml  of  purified  hepatitis-associated  antigen 
was  obtained  (complement  fixation  titer  1:512; 
protein  content  0.3  mg/ml ) .   The  sedimentation 
coefficient  was  S'^-IS;  there  was  no  concentration 
dependency,  since  using  a  1:2  dilution  led  to  the 
same  S  value.   Using  this  sedimentation  value  and 
a  density  of  1.16  g/cm^  in  Stoke's  equation,  the 
diameter  of  the  hepatitis-associated  antigen- 
particle  becomes  19.2  my,  which  corresponds  to 
that  observed  by  means  of  electron  microscopy. 


9732 


IN 


THE  EPIDEMIOLOGY  OF  SERUM  HEPATITIS 
(SH)  INFECTIONS:   A  CONTROLLED  STUDY 
TWO  CLOSED  INSTITUTIONS.   (E.)   Szmuness,  W. 
(New  York  Blood  Ctr.  ,  N.  Y.)  and  A.  M.  Prince, 
Am.   J.   Epidemiol.    9^(6) : 585-595,  1971. 


Three  independent  samples  of  pairs  of  institution- 
alized mentally  retarded  subjects,  selected  by  a 
computer  program,  were  tested  for  the  presence 
of  serum  hepatitis  antigen.   Mongols  (196)  had  a 
2.5  times  higher  frequency  of  serum  hepatitis 
carriers  than  strictly  matched  non-mongols  (point 
prevalence  20.'*%  and  1.1%,    resp.).   The  higher 
prevalence  in  mongols  apparently  was  related  to  a 
longer  persistence  of  antigenemia;  the  chronic 
carrier  state  is  probably  not  lifelong.   Patients 
admitted  to  institutions  for  the  mentally  retarded 
at  an  early  age  (5  yr  or  less)  had  a  3.'*-fold 
greater  risk  of  becoming  chronic  carriers. 
Regardless  of  diagnosis,  patients  having  the  3 
most  prominent  risk  factors  (age  below  20,  duration 
of  institutionalization  between  10  and  19  yr  and 
age  at  institutionalization  below  5  yr)  were 
found  to  carry  the  antigen  5-6  times  more  frequently 
than  patients  without  these  risk  factors.   A  past 
history  of  overt  viral  hepatitis  was  associated 
with  the  tendency  to  be  a  chronic  carrier;  the 
chronic  carrier  state  usually  originates  from 
anicteric  infections.   Serum  hepatitis  virus  may 
be  transmitted  by  nonparenteral  routes. 


9733      EVALUATION  OF  THE  EFFECTIVENESS  OF 

HEPATITIS  SCREENING  TESTS.   (E.)   Miller, 
W.  V.  (NIH,  Bethesda,  Md.),  L.  E.  Watson,  P.  V. 
Holland  and  J.  H.  Walsh.  Vox.    Sang.    2l(l):l-10, 
1971. 

Seven  tests  (Australia  antigen,  serum  bilirubin, 
viral  latex  particle  agglutination,  SGOT,  SGPT, 
IgG  and  IgM)  were  performed  on  each  of  556  units 
of  blood  given  to  35  patients  who  had  open  heart 
surgery.   Six  patients  developed  evidence  of 


hepatitis  and  11  did  not.   Of  the  100  units  given 
to  patients  who  developed  hepatitis,  55  came  from 
commercial  (not  voluntary)  donors.   Only  1  unit 
was  positive  for  Australia  antigen  determined  by 
the  Ouchterlony  technique;  this  unit  was  commer- 
cial blood  and  was  implicated  in  a  case  of 
recipient  hepatitis.   Complement-fixation  test 
revealed  the  presence  of  2  other  Australia  antigen 
positive  units;  hepatitis  was  associated  with 
each  of  the  units.   The  mean  SGOT  value,  IgG  and 
IgM  value  for  those  units  transfused  to  recipients 
who  subsequently  developed  hepatitis  was  higher 
than  values  for  units  not  implicated  in  hepatitis. 
No  differences  were  found  for  SGPT  values.  With 
the  probable  exception  of  Australia  antigen 
determination  none  of  these  tests,  individually 
or  combined,  are  useful  in  excluding  single  donors. 


9734      TRANSFUSION-ASSOCIATED  HEPATITIS  IN 

THE  UNITED  STATES:   AN  EPIDEMIOLOGIC 
ANALYSIS.   (E.)   Ratzan,  K.  R.  (New  England  Ctr, 
Hosp,,  Boston,  Mass.),  M.  B.  Gregg  and  B.  Hanson. 
Am.    J.   Epidemiol.    3k{5)  ■.hl^-U^k ,    1971. 

A  study  of  the  29,83'*  viral  hepatitis  cases  (196'*- 
1967)  was  submitted  to  the  Communicable  Disease 
Center  by  various  State  health  departments.   In 
5.6%  of  these  cases  (1697  patients)  the  hepatitis 
was  associated  with  1  or  more  transfusions  of 
blood  and/or  blood  products  within  2  weeks  to  6 
rronths  prior  to  onset  of  symptoms.   Patients 
were  grouped  according  to  age,  incubation  time, 
units  of  blood  received,  and  period  over  which 
the  blood  was  received.  Three  groups  were 
established  by  incubation  time  (l)  less  than  '*0 
days,  (2)  '»0-59  days,  (3)  6O-I8O  days.  The  case 
fatality  rate  was  k%   for  the  short  incubation 
time,  7.7%  for  the  '*0-59  days  and  9.3%  for  the 
longest  incubation  time.  The  bulk  of  the  cases 
occurred  in  the  20-59-yr  age  group.   Fewer 
persons  than  expected  were  over  60  in  the  short 
incubation  group.  A  larger  number  of  transfusions 
was  associated  with  a  longer  incubation  period 
and  suggests  that  gamma-globulin  may  play  a  role 
in  modifying  the  disease.  A  unimodal  distribution 
of  incubation  time  indicated  that  1  disease, 
serum  hepatitis,  with  a  variable  incubation  time 
was  involved.  A  lack  of  winter-spring  clustering 
and  the  high  case  fatality  ratio  confirmed  this. 


9735  VIRAL  HEPATITIS,  A  SECOND  LOOK  AND 
REEVALUATION  IN  THE  LIGHT  OF  THE 

AUSTRALIA  ANTIGEN.   (Fr.)   Bertrand,  M.  L.  (St. 
Eloi  Hosp.,  Montpellier,  France).  Avoh.    Fr.    Mai. 
Ap-p.    Dig.    60(8-9)  :393-'*12,  1971.   (73  references) 

A  review  includes  sections  on  the  history  of  the 
antigen,  methods  of  demonstration,  antigen-linked 
antibodies,  variant  forms  of  virus-induced 
hepatitis,  and  unresolved  problems  involving  the 
virus,  the  antigen  and  antigen-antibody  complexes. 

9736  HEPATITIS  AND  APLASTIC  ANEMIA.   (E.) 
Bodenbender,  R.  H.  (Moline  Lutheran 
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1971. 


9737 


111.).  Am.   J.   Bis.   Child.    122  (5)  :'4'tO-'»'»l , 


PITFALLS  OF  AUSTRALIA  ANTIGEN  DETECTION 
AND  SCREENING.   (E.)   Kohn,  J.  (Queen 

Mary's  Hosp.,  London)  and  J.  R.  Morgan.  J.    Clin. 

Pathol.    2i»(7):673-67'),  1971. 


9738      HIGH  PREVALENCE  OF  AUSTRALIA  (Au) 

ANTIGEN  CARRIERS  AMONG  BLOOD  DONORS  IN 
ACCRA.   (E.)   Foli,  A.  K.  (U.  Ghana  Med.  Sch., 
Accra)  and  G.  Swaniker.  Ghana  Med.   J.    10(3): 
21't-2I7,  1971. 


9739      INCIDENCE  OF  HEPATITIS  ASSOCIATED 

ANTIGEN  IN  A  TORONTO  HOSPITAL.   (E.) 
Givan,  K.  F.  (Women's  Coll.  Hosp.,  Toronto,  Ontario, 
Canada)  and  K.  Wong.  Can.    Med.    Assoo.    J.    105(6): 
602-603,  1971. 


STUDIES.   (Pol.)   Kassur,  B.  (Med.  Acad.  Dept. 
Infect.  Dis.,  Warsaw,  Poland),  J.  Januszkiewicz 
and  H.  Poznanska.  Pol.   Arah.   Mem.    Wewn.    ^47(1): 
19-26,  1971. 


97'*7      IMMUNOGLOBULIN  PROPHYLAXIS  OF  INFECTIOUS 

HEPATITIS.   (E.)   Andrews,  D.  A.  NZ 
Med.   J.    73  ('467):  199-202,  1971. 


S7h8  BEHAVIOR  OF  THE  SERUM  CONCENTRATION  OF 

THE  C  3  COMPONENT  OF  COMPLEMENT  IN 
THE  COURSE  OF  VIRAL  HEPATITIS.   (it.)   Bazzicalupo, 
G.  (City  Hosp.,  Piacenza,  Italy),  P.  Pietranera 
and  G.  Bellodi.  Boll.    1st.    Sieroter.    (Milan) 
50(2):95-98,  1971. 


9749      POST  HEPATITIS  MEDULLARY  APLASIA. 

(Fr.)   Zittoun,  R.  (Hotel  Dieu,  Paris), 
L.  Degos  and  A.  Kahn.  Ann.    Med.    Interne    (Paris) 
122(5)  :563-57't,  1971. 


97itO      CLINICAL  FORMS  AND  TREATMENT  OF  VIRAL 
HEPATITIS.   (Fr.)   Bugat,  R.  and  J.  P. 
Bordes.  Rev.   Med.    Toulouse   7,  Pt.  2(6) : 1025-1066, 
1971. 


97^41      A  RARE  FORM  OF  MYOCARDITIS  IN  THE  COURSE 

OF  VIRAL  HEPATITIS.   (Pol.)   Macura,  M. 
(Mil  it.  Hosp.  7,  Katowice,  Poland).  Przegl. 
Epidemiol.    25 (2) : 293-297,  1971. 


97i»2      THE  AUSTRALIA  ANTIGEN  AND  VIRAL  HEPATITIS. 

(Pol.)   Kulesza,  A.  (State  Inst.  Epide- 
miol., Warsaw,  Poland).  Przegl.    Epidemiol.    25(2): 
205-213,  1971. 


97i43      VIRAL  HEPATITIS  IN  A  CLOSED  INSTITUTION. 

I.   EPIDEMIOLOGIC  CHARACTERIZATION  OF 
THE  FOCUS.   (Pol.)   Kulesza,  A.  (State  Inst. 
Epidemiol.,  Warsaw,  Poland),  M.  Wroblewska 
Kazimierowicz  and  J.  Wojtowicz.  Przegl.    Epidemiol. 
25(2):195-204,  1971. 


97'4't 
land). 

97'»5 


AUSTRALIA  (SH)  ANTIGEN.   (Ger.)   Vischer, 
T.  L.  (Univ.  Med.  Clin.,  Basel,  Switzer- 
Praxis   60(37) :  1219-1221  ,  1971. 


LONGITUDINAL  EVALUATION  OF  CHANGES 
SHOWN  BY  SOME  ENZYMATIC  ACTIVITIES  IN 

PATIENTS  SUFFERING  FROM  ACUTE  INFECTIOUS  HEPATITIS. 

(It.)   Fiorentini,  P.  (Civil  Hosp.,  Imola,  Italy) 

and  0.  Cenni.  Polialiniao    [Med.]    78(3) : 101 -1 17, 

1971. 


97^46      HEPATIC  FUNCTION  IN  PATIENTS  ON  EXTRA- 
CORPOREAL PERFUSION  FOR  COMA  COMPLICATING 
VIRAL  HEPATITIS.   BIOCHEMICAL  AND  COAGULATION 


9750      AUSTRALIA/SH  ANTIGEN  AND  VIRUS  HEPATITIS. 

(Ger.)   Henigst,  W.  (U.  Munich  Max  Von 
Pettenkofer  Inst.  Hyg.  Med.  Microbiol.,  Germany) 
and  B.  Abar.  Munah.   Med.    Woahensohr.    113(36): 
1180-118'»,  1971. 


9751      INVESTIGATIONS  ON  THE  PRESENCE  OF 

AUSTRALIA  ANTIGEN  IN  VIRAL  HEPATITIS 
IN  CHILDREN.   (Rum.)   Bruckner,  S.  (Inst.  Pharm. 
Med.,  Bucharest),  T.  Teodorescu  and  D.  State. 
Pediatria   (Buaur. )    20(3)  :2i43-2'48,  1971. 


9752      AUSTRALIA  ANTIGEN  AND  VIRAL  HEPATITIS 

OF  CHILDHOOD.   CLINICAL  AND  ETIOLOGICAL 
RELATIONSHIPS.   (it.)   Tolentino,  P.  (U.  Genoa 
Infect.  Dis.  Clin.,  Italy)  and  A.  M.  Tassara. 
Pediatria   (Nccpoli)    79(2) :  181-197,  1971. 


9753      MANAGEMENT  OF  THE  ASYMPTOMATIC  CARRIER 
OF  THE  HEPATITIS  ASSOCIATED  (AUSTRALIA) 
ANTIGEN.   TENTATIVE  CONSIDERATIONS  OF  THE  CLINICAL 
AND  PUBLIC  HEALTH  ASPECTS.   (E.)   Chalmers, 
T.  C.  (NIH,  Bethesda,  Md . )  and  H.  J.  Alter.  N. 
Engl.   J.   Med.    285(1 1 ) :6l3-6l7,  1971. 

975^4      AUSTRALIA  ANTIGEN  IN  SINGAPORE  CHINESE 
PATIENTS  WITH  HEPATOCELLULAR  CARCINOMA. 
(E.)   Simons,  M.  J.  (U.  Singapore  WHO  Immunol. 
Res.  Train.  Ctr.),  E.  H.  Yap  and  M.  Yu.  Lancet 
1(7710):11'49-1151,  1971. 

9755      CHIMPANZEE  ASSOCIATED  INFECTIOUS 

HEPATITIS  AMONG  PERSONNEL  AT  AN  ANIMAL 
HOSPITAL.   (E.)   Friedmann,  C.  T.  H.  (Ctr.  Dis. 
Control,  Atlanta,  Ga.),  M.  R.  Dinnes,  J.  F. 
Bernstein  and  G.  A.  Heidbreder.  J.    Am.    Vet. 
Med.   Assoo.    159(5) :  5^4 1-5*45,  1971. 
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9756      CHANGES  IN  SERUM  LIPIDS  IN  ACUTE  HEPATITIS 

IN  CHILDREN.   (Heb.)   Heldenberg,  D. 
(Univ.  Med.  Sch.  ,  Tel  Aviv),  I.  Tamir  and  0. 
Levtow.  Harefuah   80 ( 1 O) : 538-540,  1971. 


9766      INCIDENCE  OF  LAMBLIA  IN  VIRAL  HEPATITIS. 

(Rum.)   Prodrom,  I.  (Contagious  Dis. 
Hosp.  ,  Galati,  Rumania),  S.  Diaconu  and  0.  Popa. 
Viata  Med.    18(I2)  :5'*7-5'»8,  1971. 


9757      SERUM  HEPATITIS  IN  INFANTS.   (Ger.) 

Braun,  0.  H.  (City  Hosp.,  Pforzheim, 
Germany),  C.  Munchenberg,  W.  Michalke  and  T.  Becht. 
Fortsohr.   Med.    89(20-21 ): 827-830,  1971. 


9767      VIRAL  HEPATITIS  IN  YOUNG  CHILDREN  BASED 

ON  A  10  YEARS  STATISTICS.   (Rum.) 
Veber,  N.  (Deva  Hosp.,  Rumania),  R.  Botezan  and 
C.  Gramada.  Viata  Med.    1  8(12)  :539-5'45  ,  1971. 


9758      IDENTIFICATION  OF  AUSTRALIA  (SH/HA) 

ANTIGEN  IN  CHRONIC  LIVER  DISEASE. 
(Ger.)   Geserick,  G.  (Humboldt  U.  Inst.  Forensic 
Med.,  Berlin)  and  P.  Reckzeh.  Dtsah.    Gesundheitsw. 
26(33)  :1562-156't,  1971. 


9768      FURTHER  DATA  ON  THE  RELATION  BETWEEN 

AUSTRALIA  ANTIGEN  AND  POST  TRANSFUS lONAL 
VIRAL  HEPATITIS.   (it.)   Gay,  A.  (Civil  Hosp., 
Genoa,  Italy).  Trasfus.    Sang.    16(2) :  196-200, 
1971. 


9759      HEPATITIS  ASSOCIATED  (AUSTRALIA)  ANTIGEN: 

A  REVIEW.  (E.)  Simon,  J.  B.  (Queen's 
U.  Dept.  Med.,  Kingston,  Ontario,  Canada).  Can. 
Med.   Assoc.   J.    105(6) :6l8-631  ,  1971. 


9769      Au  ANTIGEN  INCIDENCE  IN  THE  POPULATION 

OF  CENTRAL  SOUTHERN  ITALY.   (it.) 
De  Bartolo,  M.  (U.  Rome  Infect.  Dis.  Clin.,  Italy), 
F.  Aiuti  and  C.  Brandimarte.  Trasfus.    Sang. 
16(2):163-165,  1971. 


9760      ELECTRON  MICROSCOPIC  DEMONSTRATION  OF 

'VIRUS  LIKE'  PARTICLES  IN  BLOOD  PLASMA 
UNITS  TOGETHER  WITH  HEPATITIS  ASSOCIATED  ANTIGEN 
(HAA) .   (Ger.)   Apodaca,  J.  (Robert  Koch  Inst., 
Berlin),  W.  Lange  and  H.  Kohler.  Zentralbl. 
Bakteriol.    [Orig.]    217(^4)  :55'4-562,  1971. 


9770      BILE  ACIDS  IN  THE  BLOOD  AND  ELECTRO- 
CARDIOGRAPHIC FINDINGS  IN  PATIENTS 
WITH  INFECTIOUS  HEPATITIS.   (Rus.)   Pletnev, 
V.  M.  and  V.  A.  Postovit.  Ter.   Arkh.    '♦3(6): 
5'»-58,  1971. 


9761      INVESTIGATIONS  ON  THE  THERMOSTABILITY 
OF  COMPLETE  VIRUSES.   (Ger.)   Otte,  P. 
(Robert  Koch  Inst.,  Berlin).  Zentralbl.    Bakteriol. 
[Orig.]    217('»):'t'<l-'*it5,  1971. 


9771      DYNAMICS  OF  THE  ARTERIAL  SYSTEM  IN 

ACUTE  VIRAL  HEPATITIS.   (Rum.) 
Dimitriu,  S.  (Inst.  Med.,  lasi,  Rumania),  C. 
lordacheanu  and  D.  Roman.  Rev.    Med.    Chir.    lasi 
75(2):36l-370,  1971. 


9762      THE  SOURCES  OF  INFECTION  OF  INFECTIOUS 

HEPATITIS.   CASES  NOTIFIED  IN  BERLIN 
WEST  FROM  OCTOBER  1,  1966  TO  SEPTEMBER  30,  1967, 
AS  RECORDED  IN  SOME  ADMINISTRATIVE  DISTRICTS. 
(Ger.)   Hoffmann,  H.  G.  (Robert  Koch  Inst.,  Berlin), 
Zentralbl.    Bakteriol.    [Orig.]    2]7{k) ikke-kSl, 
1971. 


9763      CARBOHYDRATE  PROTEIN  INDICES  OF  THE 

BLOOD  SERUM  IN  PATIENTS  WITH  INFECTIOUS 
HEPATITIS.   (Rus.)   Baran,  V.  M.  and  N.  A. 
lusipova.  Zdravookhr.    Beloruss.    17(6):9-12,  1971. 


976'*      CHANGES  IN  SERUM  PHOSPHOLIPIDS  IN 

CHILDREN  WITH  INFECTIOUS  HEPATITIS. 
(Ger.)   Lehnert,  U.  (Univ.  Pediatr.  Clin.,  Jena, 
Germany)  and  U.  Spahn.   Z.  Kinderheilkd.    110(3): 
202-211,  1971. 


9772      ATTEMPTS  AT  ISOLATION  OF  THE  ETIOLOGIC 

AGENT  OF  VIRAL  HEPATITIS.   (Pol.) 
Dobrzynski,  L.  (PZH  Inst. -Virus,  Warsaw,  Poland). 
Postepy  Hig.    Med.    Dosw.    25  C*)  :6l 3-635  ,  1971. 


9773 

Hroboni 
Warsaw, 
Bogacka 


THE  SYNDROME  OF  THICK  BILE  AS  A  SEQUEL 
OF  INFECTIOUS  JAUNDICE.   (Pol.) 
,  T.  (Med.  Acad.  Pediatr.  Surg.  Clin., 
Poland),  T.  Zalewski,  S.  Winnicki  and  E. 
,  Pediatr.    Pol.    ^46 (7) : 899-904,  1971. 


9774      VARIATIONS  IN  ACTIVITY  OF  SOME  ORGAN 

SPECIFIC  BLOOD  ENZYMES  IN  VIRAL 
HEPATITIS.   (Rus.)   Volkova,  A.  P.  and  A.  M. 
Gerasimov.  Sov.   Med.    3^ (5)  :75-79 ,  1971. 


9765      CHRONIC  HEPATIC  LESIONS  IN  ETHIOPIAN 
CHILDREN  POSSIBLY  FOLLOWING  EPIDEMIC 
HEPATITIS.   (Ger.)   Zic,  B.  (Imp.  Body  Guard 
Hosp.,  Addis  Abeba,  Ethiopia)  and  K.  Weithaler. 
Wien.   Med.    Woahensahr.    121 (24) : 501 -503,  1971. 


9775      COMPARATIVE  CHARACTERISTICS  OF  HEPATIC 

INSUFFICIENCY  IN  CHILDREN  WITH  INFECTIOUS 
HEPATITIS  AND  LIVER  CIRRHOSIS.   (Rus.)   Rudenskaia, 
I.  N.,  V.  G.  Akopian,  N.  S.  Protoklitova  and 
A.  I.  Zhukovskayia.  Sov.   Med.    34(4):34-39,  1971. 
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9776      CHRONIC  HEPATITIS  AS  A  FIRST  MANIFESTA- 
TION OF  WILSON'S  DISEASE.   (E.) 
Sternlieb,  I.  (Albert  Einstein  Coll.  Med.,  Bronx, 
N.  Y.)  and  I.  H.  Scheinberg.  Ann.   Intern.   Med. 
76(0:59-64,  1972. 

A  report  of  7  patients  {k   males,  3  females;  12-28 
yr  of  age)  with  a  presumed  diagnosis  of  chronic 
hepatitis  (for  3  months  to  k.5   yr)  until  final 
diagnosis  of  Wilson's  disease.  The  diagnosis  of 
Wilson's  disease  was  confirmed  in  6  by  demonstra- 
tion of  the  Kayser-Fleischer  rings  and  in  the 
seventh  by  a  serum  ceruloplasmin  of  1  yg/lOO  ml 
(normal,  20-'»0  mg/lOO  ml)  and  a  hepatic  copper 
concentration  of  1531  yg/g  dry  liver  (normal,  less 
than  50  pg/g  dry  liver).  All  but  1  had  a  deficiency 
of  serum  ceruloplasmin  and  all  had  a  daily  urinary 
excretion  of  copper  of  more  than  100  yg  (normal, 
less  than  50  pg/2A  hr).   In  all  3  in  whom  it  was 
measured,  the  hepatic  concentration  of  copper 
exceeded  250  yg/g  dry  liver  (normal,  less  than 
50  ug/g  dry  1 i ver) . 


9777      STUDIES  OF  THE  AUSTRALIA  ANTIGEN  IN 

PATIENTS  WITH  CHRONIC  HEPATITIS.   (Fr.) 
Buligesco,  L.  (Fundeni  Intern.  Med.  Clin., 
Bucharest,  Rumania)  and  N.  Dumitriu.  Aata 
Gastroenterol.   Belg.    3'»(7)  :536-5'*3,  1971. 

The  Australia  antigen  was  demonstrable  in  the 
serum  of  none  of  h   patients  with  fatty  degeneration 
of  the  liver,  none  of  20  with  persistent  sequelae 


of  chronic  hepatitis,  10  of  33  with  chronic 
hepatitis  In  an  active  stage,  3  of  6  with  active, 
chronic  hepatitis  accompanied  by  hypergamma- 
globulinemia, 1  of  10  with  compensated  cirrhosis 
of  the  liver,  k   of  16  with  uncompensated  cirrhosis 
of  the  liver.   The  antigen  was  not  demonstrable 
in  1  patient  with  obstructive  biliary  cirrhosis 
of  the  liver.   Among  all  patients  studied.  It 
was  demonstrated  In  the  sera  of  50^  of  the  males 
under  20  yr  of  age,  but  only  In  18.3^  of  all 
males;  in  the  sera  of  751  of  the  females  under 
20  yr  of  age,  but  only  13.3^  of  all  females. 
Note  is  made  that  chronic  hepatitis  was  of  viral 
origin  In  ^49  of  the  59  cases  reported  above.  As 
a  group,  the  antigen-positive  patients  with  this 
disorder  also  tended  to  show  an  incresse  of  serum 
gamma  globulins,  with  a  mean  level  of  2.3  q% 
(range  =  1.1-3.6  g^) ,  as  contrasted  to  1.76  g% 
in  controls. 


9778      IMMUNOSUPPRESSIVE  TREATMENT  OF  CHRONIC 

ACTIVE  HEPATITIS.   (Pol.)  Wysockl ,  K. 
(Med.  Acad.  Inst.  Intern.  Dis.,  Poznan,  Poland), 
K.  Burchardt  and  H.  Wysockl.  Pol.    Aroh.    Med. 
Wewn.    i»7(2):l83-l87,  1971. 


9779 


l^M  ALBUMIN  TURNOVER  IN  CHRONIC  LIVER 
DISEASES  OF  CHILDREN.   (it.) 
De  Bernardi,  B.  (U.  Padua  Pedlatr.  Clin.,  Italy) 
and  L.  Bottacln.  Aata  Faediatr.    Lat.    2'»(l): 
kQ-hi,    1971. 
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9780      SPIRONOLACTONE  IN  DIURETIC  REGIMENS 

WITH  MERALLURIDE  OR  THIAZIDES  FOR 
PSEUDO INTRACTABLE  ASCITES  OF  CIRRHOSIS.   (E.) 
Gold,  H.  (Cornell  U.  Med.  Coll.,  New  York,  N.  Y.), 
A.  J.  Golfinos,  D.  Mehta,  C.  R.  Messeloff  and  W. 
Zahm.  J.    Clin.   Pharmaaol.    12(l):35-39,  1972. 

Spironolactone  was  administered  to  20  patients 
with  advanced  hepatic  cirrhosis  and  ascites  which 
did  not  Improve  when  treated  with  a  conventional 
diuretic  regimen  containing  abundant  merallurlde 
or  thiazide.   In  15  of  the  20  patients  the  addi- 
tion of  spironolactone  to  their  regimen  was 
followed  by  a  resumption  of  or  Increase  in  dluresle 
and  usually  resulted  in  the  complete  cleaning  of 
the  ascites  and  edema.   The  responses  of  patients 
with  advanced  cirrhosis  to  spironolactone  therapy 
were  similar  to  those  previously  seen  in  patients 


with  congestive  heart  failure.   In  h   patients 
the  response  was  a  gain  in  weight  and  an  Increase 
in  effusion.  When  spironolactone  was  administered 
alone,  a  paradoxical  dominant  reactive  antidiuretic 
effect  was  often  observed,  and  in  spite  of  this 
effect  It  enhanced  the  diuresis  from  merallurlde 
and  thiazide  that  followed. 


9781      HEPATIC  BLOOD  FLOW  IN  DOG  CIRRHOSIS 
FOLLOWING  PORTACAVAL  TRANSPOSITION. 
(E.)   Kreuzer,  W.  (State  U.  New  York,  Buffalo) 
and  W.  G,  Schenk,  Jr.  Surg.   Forum   22:3^9-351, 
1971. 

Six  dogs  underwent  portacaval  transposition  after 
cirrhosis  of  the  liver  had  been  Induced  by  the 
feeding  of  dimethylni trosamine  for  6  weeks. 
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Total  hepatic  flow  and  venous  liver  inflow  were^ 
Increased  to  almost  normal  levels  by  transposition, 
while  the  decreased  hepatic  artery  flow  caused 
by  the  cirrhosis  was  not  influenced  by  the 
surgery.   The  splanchnic  hypertension  was  reduced 
significantly  by  portacaval  transposition,  while 
adequate  high  liver  blood  flow  was  maintained. 
The  clinical  condition  of  all  dogs  was  excellent 
at  sacrifice  14  weeks  later. 


Trofimov,  V.  M.  ,  S.  A.  Kalashnii<ov  and  G. 
Ryllo.  Sov.    md.    3M5):79-82,  1971. 


V. 


9786      SPECTRUM  OF  'CHRONIC  HEPATIC  DERANGEMENT' 

IN  NORTHERN  INDIA.   (E.)   Gulati,  P.  0. 
(Maulana  Azad  Med.  Coll.  New  Delhi.  India),  0.  P. 
Bhardwaj,  D.  N.  Gupta  and  H.  K.  Chuttani.  J. 
Chronic  Dis.    2^2-3) :  171-177,  1971. 


9782 


SMALL  INTESTINAL  Dl SACCHARIDASE  ACTIVITY 
IN  LIVER  CIRRHOSIS.   (Ger.)   Helms,  M. 
(Univ.  Med.  Clin.,  Freiburg  i.  Br.,  Germany),  K, 
Beck,  W.  Oehlert  and  K.  H.  HBblinger.  Acta 
Hepatoeplenol.    (Stuttg.)    18(5)  :'*07-'4l  3,  1971. 

Activity  of  maltase,  lactase  and  palatinase  in 
homogenates  of  intestinal  mucosa  obtained  on 
biopsy  from  19  patients  with  liver  cirrhosis  was 
not  lower,  while  that  of  saccharase  was  higher 
than  in  normal  controls  (10).   In  3  of  12  patients 
with  a  variety  of  diseases  of  the  small  intestines 
the  saccharase  activity  was  lower  than  in  controls, 
Blood  sugar  levels  after  oral  loading  tests  with 
maltose,  saccharose  and  lactose  were  higher  in 
patients  with  liver  cirrhosis  than  in  normal  con- 
trols while  several  patients  with  other  intestinal 
diseases  (idiopathic  sprue,  atrophic  enteritis 
and  Whipple's  disease)  showed  lower  levels.   In- 
flammatory changes  in  the  mucosa  were  found  on 
histologic  examination  in  4  of  9  patients  with 
ci  rrhosis. 


9783 


ON  THE  ANEURYSMS  OF  A.   LIENALIS  IN 
LIVER  CIRRHOSIS.   (E.)   Baldzi jski ,  A. 
(I.  P.  Pavlov  Med.  Inst.,  Plovdiv,  Bulgaria)  and 
M.Mincev.  Folia  Med.    (Plovdiv)    13  (3) : 179-186, 
1971. 


978't 

(E.) 
Dis., 
Mysik 
1971. 


9785 


ENZYMATIC  INVESTIGATIONS  AND  OTHER 
INDICES  OF  LIVER  FUNCTION  IN  CIRRHOSIS. 
Drozdz,  H.  (Med.  Acad.  2nd  Dept.  Intern, 
Cracow,  Poland),  A.  Jedrychowski  and  M. 
Bull.    Pol.   Med.    Soi.    Hist.    14(3) : 127-131 , 


PERITONEOSCOPY  AND  SPOT  BIOPSY  FOR 
DIAGNOSIS  OF  CIRRHOSIS  OF  LIVER.   (Rus.) 


9787      A  CASE  OF  LIVER  CIRRHOSIS  WITH  RENAL 
TUBULAR  ACIDOSIS.   (Fr.)   Desmoulins, 
M   (CHU  St.  Antoine,  Paris),  P.  Hadchouel  and 
J.  P.  Touboul.  Ann.    Med.    Interne    (Farzs)    122(8-9): 
897-902,  1971. 


9788 


COLLAGEN  PEPTIDASE  ACTIVITY  OF  HUMAN 
SERUM  IN  LIVER  CIRRHOSIS.   (Ger.) 
Grasedyck,  K.  (U.  Hamburg  1st  Med.  CI  in. ,  Germany) , 
D.  Ropohl,  F.  Szarvas  and  J.  Lindner.  Klin. 
Woahensahr.    49(3) : 163-164,  1971. 


9789      INDICATIONS  FOR  SHUNT  OPERATION.   (Ger.) 

Paquet,  K.  J.  (Univ.  Surg.  Clin.,  Bonn, 
Germany)  and  E.  Raschke.  Dtsoh.  Med.  Woahensahr. 
96(30):1252-1254,  1971. 


9790 


STUDIES  WITH  RADIOACTIVE  COPPER  (^'♦Cu 
AND  S^Cu);  THE  INCORPORATION  OF  RADIO- 
ACTIVE COPPER  INTO  CAERULOPLASMIN  IN  WILSON'S 
DISEASE  AND  IN  PRIMARY  BILIARY  CIRRHOSIS.   (E.) 
Gibbs,  K.  (U.  Cambridge  Dept.  ""^^s^- ,^^^ • '  ^"9" 
land)  and  J.  M.  Walshe.  Clin.    Sav.    41 (3) : 189-202 , 

1971. 

9791      FLUCTUATIONS  OF  PORTAL  PRESSURE  UNDER 
NORMAL  CONDITIONS  AND  APPRECIATION  OF 
THE  SEVERITY  OF  PORTAL  HYPERTENSION  IN  LIVER 
CIRRHOSIS.   (Rus.)   Mansurov,  K.  K.  Ter.    Arkh. 
43(6):65-69,  1971. 


9792 


HYDROTHORAX  IN  HEPATIC  CIRRHOSIS.   (Sp.) 
Rubies  Prat,  J.  (Sch.  Intern.  Med., 

Barcelona,  Spain),  R.  Bacardi  Noguera^andM^ 

Soler  Obradors. 

1971. 


Med'.   Clin.    (Bara.)   57(0:85-92, 


See  also  numbers:   9168,  9414,  9775 
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9793      CHOLANGIOGRAPHIC  APPEARANCE  OF  PRIMARY 

CARCINOMA  OF  THE  BILE  DUCTS.   (E.) 
Legge,  D.  A.  (Mayo  Grad.  Sch.  Med.,  Rochester, 
Minn.)  and  H.  C.  Carlson.  Radiology    102(2): 
259-266,  1972. 

Thirty-two  cases  of  primary  carcinoma  of  the  bile 
ducts  with  technically  satisfactory  cholangiograms 
are  reviewed  retrospectively.   These  studies 
were  made  by  percutaneous  transhepatic  injection, 
or  by  operative  or  postoperative  injection  of 
contrast  medium  into  a  T-tube  in  the  bile  ducts. 
Ampul lary  tumors  and  tumors  with  questionable 
sites  of  origin  were  excluded.   Abnormalities 
were  noted  in  all  32.   The  lesions  were  in  the 
common  bile  duct  in  11,  near  the  porta  hTepatis 
In  20  and  at  both  sites  in  1.   In  those  with 
common  duct  lesions,  there  was  abrupt  occlusion 
of  the  common  duct  with  associated  dilatation  of 
both  intrahepatic  and  extrahepatic  ducts  proximal 
to  the  site  of  occlusion  in  7,  while  in  the  other 
k   the  occlusion  was  abrupt  but  smooth  in  appear- 
ance.  In  lesions  near  the  porta  hepatis  (involving 
right,  left  and  common  hepatic  ducts  as  well  as 
adjacent  tissues)  the  appearance  on  cholangiography 
varied  from  narrowing  of  the  common  hepatic  duct 
and  its  proximal  branches  to  total  occlusion. 
Each  of  the  32  presented  with  obstructive  jaundice, 
while  only  10  complained  of  abdominal  pain,  but 
its  presence  or  absence  did  not  correlate  with 
cholangiographic  findings.   One  or  more  exploratory 
laparotomies  were  performed  on  13  of  the  32  (5 
with  common  duct,  8  with  porta  hepatis  lesions) 
before  the  correct  diagnosis  was  made. 


979^*      DIAGNOSIS  OF  CHOLEDOCHOL  ITHI  AS  I  S  BY 

BARIUM  DUODENAL  EXAMINATION.   (E.) 
Eaton,  S.  B. ,  Jr.  (Massachusetts  Gen.  Hosp.  , 
Boston),  J.  T.  Ferrucci ,  Jr.,  K.  T,  Benedict,  Jr. 
and  A.  F.  Margulis.  Radiology   102  (2) :267-273, 
1972. 

The  authors  studied  17  patients  in  whom  the 
roentgen  signs  of  choledochol i thias i s  were  demon- 
strated preoperati vely  by  conventional  upper 
gastrointestinal  barium  examination  and/or  hypotonic 
duodenography.   A  single  case  is  presented  of  a 
7'»-yr-old  woman  who  presented  with  a  one-month 
history  of  increasing  intermittent  epigastric  dis- 
comfort which  radiated  to  the  right  shoulder  and 
was  aggravated  by  fatty  foods.   Oral  cholecysto- 
graphy failed  to  opacify  the  gallbladder,  and 
hypotonic  duodenography  revealed  a  smoothly 
rounded  indentation  defect  on  the  inner  duodenal 
border,  interpreted  as  edema  of  the  duodenal 
papilla  secondary  to  an  impacted  ampul lary  gall- 
stone.  Surgery  revealed  cholelithiasis  and  a  I') 
mm  gallstone  was  found  in  the  distal  common  bile 
duct.   The  roentgen  findings  in  choledochol i thiasi s 
are  reviewed,  with  special  attention  to  the 
papilla  in  its  normal  and  edematous  state.   The 
papillae  had  a  mean  size  of  2.k   mm  in  the  17  and 
was  rounded  or  semilunar  in  651  and  its  surface 


was  perfectly  smooth  in  70.5%.   Other  diagnoses 
in  the  roentgenologic  differential  included  peri- 
ampullary carcinoma,  papillary  edema  unrelated 
to  choledochol i thias i s ,  benign  tumors  and  a  normal 
large  papilla.   A  set  of  clinical  criteria  are 
presented  to  aid  in  the  clinical  differentiation 
of  choledochol i thiasis  from  periampullary  tumors 
and  pancreatitis. 


9795      THE  DEVELOPMENT  OF  GAULSTONES.   (E.) 

Womack,  N.  A.  (U.  North  Carolina  Sch. 
Med.,  Chapel  Hill).  Surg.    Gynecol.    Obstet. 
133(6)  :937-9'»5,  1971. 

This  study  in  Syrian  hamsters  noted  the  essential 
formation  of  mucus  prior  to  cholesterol  gallstone 
formation  and  postulates  that  the  phenomena  of 
crystal  growth  may  be  a  factor  in  human  gallstone 
development.   Male  and  female  hamsters  were  fed 
a  lithogenic  diet  and  the  gallbladders  of  these 
animals  were  studied  in  various  periods  of  stone 
formation.   Grossly  apparent  stones  began  to 
appear  within  from  2-3  weeks  and  by  6  weeks  over 
501  of  the  lithogenic  hamsters  were  identified. 
The  first  change  noted,  commonly  at  the  end  of 
the  second  week,  was  the  formation  of  a  viscid 
mucus.   Polarized  light  identified  cholesterol 
crystals  becoming  enmeshed  in  the  mucus  and  was 
interior  in  location.   An  easily  bent  soft  stone 
that  advanced  to  a  hard  stone  was  then  noted. 
Whether  the  mucus  differed  in  various  stages 
could  not  be  determined,  although  such  factors 
as  pore  size,  the  presence  of  organic  molecules 
and  pH  were  considered.   Contamination  of  the 
mucus  with  other  protei naceous  material  resulted 
in  bilirubin  and  calcium  mixing. 


9796      STUDIES  OF  PRESSURE  AND  BILE  FLOW, 

FOLLOWING  SPHINCTEROTOMY.   (Fr.) 
Salembier,  Y.  (Place  de  Tourcoing  27,  Lille, 
France).  Acta  Gastroenterol.   Belg.    3'*(7)  :5'*'*-5'»9, 
1971. 

Among  12  patients  undergoing  sphincterotomy  for 
choledochol i thias i s ,  incisions  were  limited  to 
15-20  mm,  or  just  sufficient  to  permit  introduc- 
tion of  an  instrument  to  grasp  the  calculi. 
When  tested,  2  weeks  after  surgery,  the  ability 
of  injected  morphine  to  contract  the  sphincter 
of  Oddi  was  completely  normal,  as  was  the  ability 
of  inhaled  amyl  nitrate  to  dilate  it.   As  con- 
firmed by  the  changes  induced  in  both  volume  of 
bile  flow  and  pressure,  there  were  no  significant 
deviations  from  normal  response  to  either  agent. 


9797      PERCUTANEOUS,  TRANSHEPATIC  CHOLANGIO- 
GRAPHY.  FORTY  CASES.   (Fr.)   F€k6t€, 
F.  (Beaujon  Hosp.,  Clichy,  France),  H.  Nahum,  P. 
De  Lagausie  and  C.  Moine.  Aroh.    Fr.    Mai.   App. 
Dig.    60(8-9)  :'»33-'»'*'»,  1971. 
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Cholangiography  by  means  of  percutaneous  puncture 
of  the  bile  ducts,  executed  under  local  anesthesia 
on  the  morning  of  the  day  on  which  surgical 
Intervention  was  scheduled,  specifically  confirmed 
the  site  of  blockage  or  diversion  in  35  of  '♦O 
jaundiced  patients,  including  13  with  cancers  of 
the  head  of  the  pancreas,  8  with  postoperative 
retention  of  bile,  7  with  cancers  of  the  extra- 
hepatic  bile  ducts,  h   with  pathology  of  the  ampulla 
of  Vater  and  3  with  choledochol i thiasis .   It  is 
concluded  that  the  technique  is  particularly 
valuable  when  re-intervention  is  being  considered 
under  conditions  which  make  conventional,  pre- 
operative X-ray  studies  difficult  or  impossible. 


9798      AN  EVALUATION  OF  MANOMETRIC  OPERATIVE 

CHOLANGIOGRAPHY  IN  100  PATIENTS  WITH 
BILIARY  DISEASE.   (E.)   Hopton,  D.  (Univ.  Hosp. , 
Seattle,  Wash.)  and  T.  T.  White.  Surg.    Gyneool. 
Obstet.    133(6)  :9'»9-95'4,  1971. 

Manometric  cholangiography  was  performed  on  100 
patients  who  underwent  operations  on  the  biliary 
tract.   The  investigation  combined  both  the 
pressure  study  and  roentgenographic  assessment 
of  the  duct.   The  study  was  technically  impossible 
or  invalid  in  12  patients  due  to  the  diameter  of 
the  cystic  duct,  obstruction  of  the  canula,  or 
administration  of  morphine  during  the  procedure. 
Normal  bile  duct  pressure  of  16  cm  or  less  was 
correlated  with  a  normal  duct  in  57  patients. 
Abnormally  high  bile  duct  pressure  was  associated 
with  abnormal  ducts  in  all  but  7  of  the  remaining 
patients  (8^).   The  combined  evidence  from  pressure 
and  radiologic  studies  gave  an  accurate  diagnosis 
of  a  pathological  condition  in  98^  of  the  patients. 
Pressure  studies  are  most  useful  in  the  detection 
of  small  stone  and  in  the  diagnosis  of  organic 
changes  in  the  sphincter  of  Oddi.  The  method 
required  7  additional  minutes  of  operating  time 
but  less  elaborate  techniques  are  being  evaluated. 
Manometry  is  of  particular  value  in  secondary 
operations  and  the  presence  of  stones  in  the 
other  parts  of  the  biliary  tree  does  not  elevate 
pressure. 


9799      GARDNER'S  SYNDROME  ASSOCIATED  WITH 

MALIGNANT  DEGENERATION  OF  A  POLYP  OF 
THE  SPHINCTER  OF  ODDI.   (Fr.)   Stalport,  J. 
(Chaussee  de  Liege  35,  Huy,  Belgium)  and  P.  Letawe. 
Aata  Gastroenterol.    Belg.    3'*(8-9)  :6'»'»-651  ,  1971. 

In  a  23-yr-old  woman  presenting  with  extensive, 
diffuse  polyposis  of  the  colon  and  rectum,  biopsy 
samples  suggested  possible  malignancy.   Seventeen 
yr  after  total  colectomy,  dictated  by  this  con- 
sideration, she  presented  again,  with  obstructive 
jaundice,  chronic  cholecystitis,  cholelithiasis 
and  a  glandular-carci nomatous  polyp  of  the 
Sphincter  of  Oddi  which  blocked  the  papillary 
orifice  completely,  resulting  in  stenosis  of  both 
the  common  bile  duct  and  Wirsung's  canal.   Surgical 
intervention  included  excision  of  the  polyp, 
cholecystectomy,  and  re-anastomosis  of  the 


choledochus  and  Wirsung's  canal  inside  the 
duodenum.  At  the  time  of  this  second  interven- 
tion, the  patient  had  developed  2  cranial  osteomas, 
1  in  each  parietal  region. 


9800      EPIDEMIOLOGICAL  ASPECTS  OF  GALLBLADDER 

AND  BILIARY  TRACT  NEOPLASM.   (E.) 
Hart,  J.  (Tel  Hashomer  Govt.  Hosp.,  Tel  Aviv),  M. 
Shani  and  B.  Modan.  Am.    J.    Public  Health   62(1): 
36-39,  1972. 

Cases  (390)  of  biliary  tract  and  gallbladder 
cancer  diagnosed  in  Israel  between  I960  and  1965 
are  reviewed.  Tumor  of  the  gallbladder  was 
suspected  in  less  than  2%   of  the  males  and  in 
]k%   of  females.   Over  50^  of  the  cases  were  65 
yr  and  over  at  diagnosis;  the  male-female  ratio 
was  1:5  and  was  present  in  all  age  groups.   Inci- 
dence was  higher  in  European-born  females  as  com- 
pared to  Asian-  and  African-born,  while  no  such 
difference  existed  among  males.   Presence  of 
stones  was  found  in  69^  of  the  males  and  83%  of 
the  females  with  gallbladder  cancer,  as  compared 
to  20  and  60^,  resp.,  in  biliary  tract  tumors. 
Since  at  least  50%   of  patients  with  gallbladder 
cancer  had  history  of  biliary  disease  for  at 
least  5  yr  prior  to  diagnosis  of  gallbladder 
cancer,  cholelithiasis  apparently  predisposes  to 
gallbladder  cancer  and  not  vice  versa. 

9801      THE  EFFECT  OF  CLOFIBRATE  ON  SERUM  AND 
FAECAL  LIPIDS.   (E.)   Mitchell,  W.  D. 
(Western  Gen.  Hosp.,  Edinburgh,  Scotland)  and 
L.  E.  Murchison.  Clin.    Chim.    Aata   36  (1 ):  153-161  , 
1972. 

Estimations  of  serum  cholesterol  and  triglyceride, 
fecal  fat,  fecal  neutral  steroids,  and  fecal 
bile  acids  were  determined  in  21  patients  before 
and  during  treatment  with  clofibrate.  The  de- 
crease in  serum  lipids  following  treatment  was 
associated  with  decreased  fecal  bile  acid  output. 
No  significant  alteration  of  fecal  neutral 
steroid  or  fecal  fat  excretion  occurred  during 
therapy.   The  reduction  of  serum  cholesterol 
during  treatment  seemed  to  be  due  to  decreased 
synthesis  of  cholesterol.  The  greatest  reduction 
of  serum  cholesterol  levels  occurred  in  those 
with  the  highest  pretreatment  levels  and  was 
noted  in  the  female  subjects.  The  subjects  re- 
ceived clofibrate  for  9-15  days;  they  were 
divided  into  2  groups  on  the  basis  of  having 
received  1  or  2  g/day.  Ten  subjects  were  re- 
admitted for  further  collection  of  feces  (from  1- 
9  months)  after  continued  clofibrate  therapy. 
Significant  reduction  of  serum  cholesterol  had 
been  maintained  in  7  of  10,  The  mean  increase 
for  the  group  was  not  statistically  significant. 

9802      FECAL  EXCRETION  OF  ROSE  BENGAL  l^^l  |N 

THE  DIAGNOSIS  OF  OBSTRUCTIVE  JAUNDICE 
IN  INFANCY  WITH  SPECIAL  REFERENCE  TO  BILIARY 
ATRESIA.   (E.)   Maksoud,  J.  G.  (U.  Sao  Paulo  Sch. 
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Med.,  Brazil),  A.  F.  Thorn,  J.  Kieffer  and  V.  A. 
Carvalho  Pinto.  Pediatrics  hi {(>) -.Sdi, -3(^3 ,    1971. 

The  clinical  picture  of  neonatal  jaundice  in 
neonatal  hepatitis  and  in  atresia  of  the  extra- 
hepatic  bile  ducts  is  often  atypical  and  clinical 
diagnosis  is  difficult.   A  low  percentage  fecal 
excretion  of  Rose  Bengal  ^^M  is  indicative  of 
biliary  atresia.  This  study  of  27  children 
establishes  definite  values  for  such  fecal  excre- 
tion by  establishing  consistent  technical  proce- 
dures. Only  stool  sample  gave  a  reliable  measure- 
ment of  the  radioisotope.   Two  drops  of  Lugol's 
solution,  3  days  prior  to  the  test,  blocked  1^^^ 
uptal<e  by  the  thyroid.   The  stool  samples  were 
collected  in  special  plastic  bags  over  a  '*8-hr 
period.   A  reference  standard  equal  to  the  amount 
of  labeled  dye  that  the  child  received  was  pre- 
pared.  The  results  of  the  test  were  a  mean  value 
of  k3%   of  the  dose  (range  221-71.5^)  for  the  5 
controls,  a  mean  value  of  13.21  of  the  dose  (range 
6.9-22.0%)  for  the  7  children  with  non-3tresic 
jaundice,  and  a  mean  value  of  3.36^  of  the  dose 
(range  0.6  to  6.61)  for  the  17  children  with 
biliary  atresia.  An  upper  limit  of  5.8^  for  the 
atresia  group  and  a  lower  limit  of  6.1%  for  the 
hepatitis  group  was  established  and  did  not  in- 
validate the  practical  value  of  the  test. 


9803      SPONTANEOUS  INTERNAL  BILIARY  FISTULA, 
OBSTRUCTIVE  AND  NONOBSTRUCTIVE  TYPES: 
TWENTY-YEAR  REVIEW  OF  55  CASES.   (E.)   Piedad, 
0.  H.  (State  U.  New  York  Dept.  Surg.,  Buffalo) 
and  P.  B.  Wels.  Ann.    Surg.    175(0:75-80,  1972. 

There  was  improvement  in  the  preoperative  diagnosis 
in  both  obstructive  and  nonobstructive  types  of 
Spontaneous  internal  biliary  fistula  in  the  20-yr 
period  studied  (from  23%  to  56%).   In  the  non- 
obstructive type  the  diagnostic  accuracy  was  only 
19%  as  compared  to  63%  in  gallstone  ileus, 
emphasizing  the  difficulty  of  diagnosis  in  the 
former  type.   Forty-four  patients  had  previously 
diagnosed  associated  disease,  25  of  which  were 
arteriosclerotic  cardiovascular  disease;  followed 
by  pulmonary  disease  and  diabetes.   Of  55  cases, 
53  were  caused  by  chronic  cholecystitis  with 
cholelithiasis;  the  most  common  (70%)  communication 
being  cholecystoduodenal .   Mortality  and  morbidity 
in  the  nonobstructive  type  may  be  reduced  by 
better  understanding  of  anatomical  distortions, 
leading  to  refinements  in  operative  technique. 
Earlier  diagnosis  and  surgical  treatment  of  gall- 
stone ileus  will  improve  death  rates  in  the 
obstructive  type. 


98OA      BILE  FLOW  AND  ENLARGEMENT  OF  THE  GALL- 
BLADDER IN  EXPERIMENTAL  CHOLELITHIASIS, 
(E.)   Hall,  R.  C.  (Upstate  Med.  Ctr.,  Syracuse, 
N.  Y.),  J.  T.  Crosby  and  J.  Tepperman.  Surg. 
Forum   22:38i)-386,  1971  . 

Significant  increases  in  bile  flow  and  enlarged 
gallbladders  were  Induced  in  mice  fed  1.0% 


cholesterol  and  0.5%  cholic  acid,  in  hamsters 
fed  a  high  glucose,  fat-free  diet  and  in  rabbits 
fed  sugar,  starch  and  olive  oil.   These  results 
support  the  hypothesis  that  there  is  a  mechanistic 
relationship  between  gallbladder  distention  and 
selective  bile  acid  absorption.   Bile  acid  absorp- 
tion could  decrease  solubilization  of  cholesterol 
and  allow  it  to  precipitate. 


9805      MUCUS  PRODUCTION  IN  GALLSTONE  FORMATION 

AUTORADIOGRAPHS  USING  TRITIATED 
GALACTOSE.   (E.)   Ely,  J.  W.  (Upstate  Med.  Ctr., 
Syracuse,  N.  Y.),  R.  C.  Hall  and  J.  Tepperman. 
Surg.    Forum   22:383-38^4,  1971. 

Mice  fed  a  lithogenic  diet  (1%  cholesterol  and 
0.5%  cholic  acid)  for  hO   days  and  control  mice 
were  sacrificed  15  min  after  an  injection  of  ^H- 
galactose.   In  the  gallbladder  tissue  of  all 
animals,  radioactivity  was  found  concentrated  in 
the  supranuclear  Golgi  region  and  In  the  apical 
secretory  portion  of  the  mucosal  cells.  Although 
grain  counts/cell  did  not  increase  in  the  litho- 
genic diet  group,  the  number  of  gallbladder 
mucosal  cells  was  more  than  double  that  of  the 
controls.   Results  indicate  that  the  Increased 
mucus  observed  in  the  gallbladder  of  mice  fed  a 
lithogenic  diet  Is  due  to  hyperplasia  of  the 
mucosa,  rather  than  to  Increased  glycoprotein 
production  of  each  cell. 


9806      CHOLECYSTOKININ  CHOLECYSTOGRAM  IN  THE 
DIAGNOSIS  OF  THE  CYSTIC  DUCT  SYNDROME. 
(E.)   Paride  Conte,  V.  (Clin.  Hosp.,  Sao  Paulo, 
Brazil),  H.  W.  Pinotti,  T.  de  Brlto  and  J.  F. 
Pontes.  Am.    J.    Dig.    Dis.    16(1 1 ) :971 -975 ,  1971. 

Cholecystokinin  cholecys tog  rams  were  performed 
in  8  patients  with  symptoms  suggestive  of  cystic 
duct  syndrome  to  evaluate  their  usefulness  as  a 
diagnostic  tool.  The  cholecystokinin  chole- 
cystograms  revealed  no  decrease  in  gallbladder 
volumes  in  3  patients,  and  clearly  impaired 
contraction  in  k.      Cholecystokinin  biliary  drain- 
age produced  no  bile  flow  in  1  patient  and  scanty 
flow  in  another;  dark  gallbladder  bile  did  not 
appear  in  2  patients.   In  ^4  patients  pain  was 
experienced  during  the  test,  and  abnormal  gall- 
bladder pressure  values  were  noted  in  6  patients. 
Surgical  findings  suggested  the  diagnosis  of 
cystic  syndrome  In  7  patients,  all  of  whom  showed 
abnormal  features  on  their  cholecystograms .   This 
diagnostic  procedure  seems  to  be  of  great  value 
in  determining  a  partial,  noncalculous ,  obstruc- 
tion of  the  cystic  duct. 


98O7      ASSOCIATION  OF  CYSTIC  DILATATION  OF 

INTRAHEPATIC  AND  COMMON  BILE  DUCTS  WITH 
LAURENCE-MOON-BIEDL-BARDET  SYNDROME.   (E.) 
Meeder,  W.  R. ,  Jr.  (U.  Kentucky  Coll.  Med., 
Lexington)  and  E.  J.  Nighbert.  Am.    J.    Surg. 
122(6)  :822-82i),  1971. 
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A  28-yr-old  female  patient  with  cystic  dilatation 
of  the  intrahepatic  and  common  bile  ducts  and  the 
Laurence-Moon-Biedl-Bardet  syndrome  is  presented. 
The  patient  showed  only  3  of  the  5  main  features 
of  the  syndrome;  that  is,  retinitis  pigmentosa, 
Polydactyly,  and  obesity,  lacking  genital  hypo- 
plasia and  mental  retardation.   Following  ex- 
ploration, a  T-tube  was  inserted  into  the  common 
bile  duct  and  chol angiograms  were  taken  11  and  21 
days  after  surgery.   Very  little  contrast  medium 
passed  into  the  duodenum  from  a  greatly  dilated 
common  duct  and  intrahepatic  biliary  tree. 
Twenty-six  days  after  exploration  the  distal 
common  duct  was  oversewn  and  the  dilated  proximal 
portion  was  anastomosed  end-to-side  to  a  Roux-en-Y 
loop  of  jejunum.   This  case  may  provide  support 
for  the  congenital  etiology  of  cystic  dilatation 
of  the  biliary  tree  because  of  its  coexistence 
with  a  condition  thought  to  represent  an  autosomal 
recessive  hereditary  disturbance  caused  by  a 
mutation  of  2  genes  within  1  chromosome. 


9811  BILIARY  TRACT  CHANGES  IN  OPISTHORCHIASIS. 
(E.)   Evans,  H.  (SEATO  Med.  Project, 

Bangkok,  Thailand),  C.  H.  Bourgeois,  D.  S.  Comer 
and  N.  Keschamras.  Am.    J.    Trop.    Med.    Hyg.    20(5): 
667-671.  1971. 

9812  SPHINCTEROTOMY  IN  BILIARY  SURGERY. 
(Ger.)   Roux,  M.  M.  (Sch.  Med.,  Paris). 

Actuelle  Chir.    6(3) :  169-176  ,  1971. 


9813      BILE  PERITONITIS  AFTER  T  TUBE  REMOVAL. 

(E.)  Osborne,  J.  C.  (Lion's  Gate  Hosp. 
North  Vancouver,  British  Columbia,  Canada).  Can. 
J.    Surg.    lt((i»):  2^4 1-2^42,  1971. 

981  i)      MANAGEMENT  OF  MALIGNANT  OCCLUSIONS  OF 

THE  BILE  DUCTS.   (Ger.)   Muller,  T. 
(Univ.  Surg.  Clin.  Rostock,  Germany).  Zentralbl. 
Chir.    96(27) :908-9l8,  1971. 


9808      CARCINOMA  ARISING  IN  A  CHOLEDOCHAL  CYST. 

(E.)   Weber,  B.  B. ,  F.  J.  Soler,  R.  G. 
Font  and  F.  C.  Nance  (Louisiana  State  U.  Med. 
Ctr.,  New  Orleans).  Am.    J.    Dig.    Dis.    l6(ll): 
1019-1025,  1971. 

A  patient  with  a  carcinoma  arising  in  the  posterior 
wall  of  a  choledochal  cyst  is  reported  and  6  pre- 
viously reported  cases  are  reviewed.   In  this 
patient,  a  49-yr-o1d  male,  an  upper  gastrointestinal 
series  revealed  an  indentation  on  the  superior 
border  of  the  duodenum  and  liver  function  studies 
were  normal  except  for  an  elevated  alkaline 
phosphatase  and  a  BSP  retention  of  38.5^.   Single- 
and  double-dose  oral  cholecystograms  failed  to 
visualize  the  gallbladder,  and  an  abnormal  liver 
scan  was  consistent  with  large  hilar  nodes  and/or 
a  lesion  invading  the  liver  from  the  lesser  sac. 
A  celiac  angiogram  revealed  a  large  mass  in  the 
right  upper  quadrant  which  was  cystic  in  nature 
with  no  neovascularization  suggestive  of  tumor. 
At  laparotomy,  a  large  hard  tumor  mass  was  found 
along  the  posterior  wall  of  the  cyst  which  lay 
just  below  the  cystic  duct  entrance  into  the 
common  duct,  and  invasion  into  the  portal  vein 
was  noted.  Two  metastatic  nodes  on  the  anterior 
surface  of  the  liver  were  also  seen.   Due  to  the^ 
location  of  the  tumor  and  the  metastasis,  resection 
was  not  undertaken  and  the  patient  died  6  months 
later. 


9815  SPONTANEOUS  PERFORATION  OF  ECTOPIC  BILE 
DUCTS  IN  THE  TRIANGULAR  LIGAMENT  OF 

THE  LIVER.   (Ger.)   Waldschmidt,  J.  (Steglitz 
Clin.,  Berlin),  R.  Haring  and  S.  John.  Zentralbl. 
Chir.    96(27) :902-907,  1971. 

9816  AMPHETAMINE  INGESTION  WITH  BILIARY 
ATRESIA.   (E.)   Levin,  J.  N.  (Child. 

Memorial  Hosp.,  Chicago,  111.).  J.    Pediatr. 
79(0:130-131,  1971. 

9817  INFECTIVE  COMPLICATIONS  OF  CHOLEDOCHOTOMY 
WITH  T-TUBE  DRAINAGE.   (E.)   Keighley, 

M.  R.  B.  (Roy.  Infirm.,  Huddersf ield ,  England) 
and  N.  G.  Graham.  Br.    J.    Surg.    58(10)  :76'»-768, 
1971. 


9818      CICATRICIAL  STENOSES  OF  THE  EXTRAHEPATIC 

BILE  DUCTS.  (E.)  Nuboer,  J.  F.  (Univ. 
Hosp.,  Utrecht,  Netherlands).  Arah.  Chir.  Neerl. 
23(2):95-110,  1971. 


9819      FOLLOW-UP  RESULTS  OF  CHOLECYSTECTOMIES, 

(Rus.)   Pakuliak,  I.I.  Klin.    Khir. 
5l(6):it9-52,  1971. 


9809      A  CASE  OF  INTRAHEPATIC  COMMUNICATION 

BETWEEN  AN  ECTOPIC  RIGHT  HEPATIC  DUCT 
AND  THE  NORMAL  RIGHT  HEPATIC  DUCT.   (Fr.) 
Pedinielli,  L.  (Cent.  Hosp.,  Toulon,  France),  J. 
Martin,  D.  Ranivoalison  and  D.  Putsch.  Sem.    Hop. 
Paris   i47(23):1521-1525,  1971. 


9810      THE  SO-CALLED  DEFERRED  CHOLECYSTECTOMY. 

(SI.)   Kostelecky,  A.  (Natl.  Health. 
Inst.,  Ceske  Budejovice,  Czechoslovakia)  and  J. 
Trnovec.  Rozhl.   Chir.    50(5) :277-28l ,  1971. 


9820      CHANGE  OF  THE  BLOOD  SERUM  PROTEIN 

FRACTIONS  AND  CERULOPLASM I N  IN  PATIENTS 
WITH  CHOLECYSTITIS.  (Rus.)  Didich,  V.  K.  Klin. 
Khir.    5l(6):'*7-'<9,  1971. 


9821      REPEATED  AND  MULTIPLE  OPERATIONS  ON 

THE  EXTRAHEPATIC  DUCTS  IN  PATIENTS 
WITH  OBSTRUCTIVE  JAUNDICE.   (Rus.)   Kovaliov, 
M.  M.  and  I.  D.  Tanas! ienko.  Klin.    Khir:    51(6): 
32-39,  1971. 
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9822      GALLBLADDER  DISTENSION  IN  CHOLINE 

DEFICIENT  CHICKS.   (E.)   Seifter,  E. 
(Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.),  G. 
Rettura  and  J.  Seifter.  J.    Nutr.    101  (9) :  1233-1  2^40  , 
1971. 


9823      TWO  CASES  OF  FIBROTIC  INFLAMMATION  OF 

THE  SPHINCTER  OF  ODDI  WITHOUT  CHOLEDO- 
CHOLITHIASIS.   THE  IMPORTANCE  OF  RAD lOMANOMETRY. 
(Fr.)   Khoukaz,  M.  (Sacred  Heart  Hosp.  ,  Bagdad, 
Iraq)  and  A.  Baaklini,  J.   Med.    Liban.    lh{l): 
157-162,  1971. 


982i*      CHOLELITHIC  ILEUS.   (Ger.)   Maurer,  G. 

(Tech.  Sch.,  Munich,  Germany)  and  H. 
Schafer.  Internist.   Prax.    1 1 (2) :233-237,  1971. 


9825      CASES  OF  CONGENITAL  CYSTIC  DILATATION 

OF  THE  BILIARY  TRACT.   (Ger.)   Horntrich, 
J.  (Reg.  Hosp.,  Cottbus,  Germany).  Zentralbl. 
Chir.    96  (26): 865-873,  1971. 


9826      EXPERIMENTAL  BILE-LYMPHATIC  REFLUX  UNDER 

BASAL  CONDITIONS.   MICRORAD lOGRAPHI C 
STUDY.   (It.)   Qui  roll,  A.  (U.  Parma,  Inst  Norm. 
Human  Anat.,  Italy)  and  C.  Bertetti.  Ateneo 
Pamense  k2{])  ■.S-]0,    1971. 


9827      MORPHOLOGICAL  AND  H I STOCHEM I CAL  CHANGES 
IN  THE  LIVER  IN  CHOLECYSTOPANCREATIT I S . 
(Rus.)   Avdey,  L.  V.  and  V.  F.  Podielets. 
Zdravookhr.    Beloruss.    17  (6) : '(4-46,  1971. 


9828      CHOLECYSTOLITHIASIS  IN  A  9-YEAR-OLD  GIRL. 

(Pol.)   Jonczyk,  K.  (Med.  Acad.  1st. 
Pediatr.  Clin.,  Zabrze,  Poland).  Wiad.    Lek. 
2ii(9):871-873,  1971. 


9829      A  CASE  OF  DOUBLE  GALLBLADDER.   (Pol.) 
Zamojda,  B.  (Radiol.  Inst.  Bialystok, 
Wiad.    Lek.    24  (9) : 863-865, 


Poland)  and  W.  Nowak 
1971. 


9830      GASTROMUCOPROTEIN  CONTENT  OF  GASTRIC 
JUICE  OF  CHILDREN  WITH  CHRONIC  ANGIO- 


CHOLECYSTITIS.   (Rus.)   Pikulina,  K.  G. 
Pediatviia   (Mask.)    50(5): 38-40,  1971. 

9831      COMMON  BILE  DUCT  CYST.   LATE  RESULTS 

OF  SURGICAL  TREATMENT.   (Pol.) 
Radlowska,  Z.  (Med.  Acad.  Pediatr.  Surg.  Clin., 
Warsaw,  Poland),  T.  Zalewski ,  S.  Winnicki  and  E, 
Pulwarska.  Pediatr.    Pol.    46 (8) : 1025-1 029,  1971. 


9832      PEER  REVIEW  IN  BILIARY  TRACT  SURGERY, 

(E.)   Derouville,  W.  H.  (New  York  State 
Dept.  Health,  Albany).  NY  State  J.    Med.    71(12): 
1544-1548,  1971. 


9833      GALLBLADDER  AND  BILIARY  TRACT  DISEASES 
IN  ZAMBIANS.   (E.)   Desai  ,  M.  H.  (Cent. 
Hosp.,  Kitwe,  Zambia)  and  K.  Khurana.  Med.    J. 
Zambia   5 (4) : 121-125,  1971. 


9834      UNDERDEVELOPED  GALLBLADDER  ASSOCIATED 

WITH  CHOLEDOCHOLITHIASIS.  (Por.) 
Muggins,  D.  (Fed.  U.  Sch.  Med.,  Pernambuco, 
Brazil).  Folha  Med.    62 (5) :6l 3-61 8,  1971. 


9835      STUDY  OF  GALLSTONES  IN  UGANDAN  AFRICANS. 

(E.)   Owor,  R.  (Makerere  Med.  Sch., 
Kampala,  Uganda).  East  Afr.    Med.    J.    48(4): 
193-195,  1971. 


9836      SIX  CASES  OF  GALLBLADDER  ADENOMYOMATOS I S 
(CHOLECYSTITIS  GLANDULARIS  PROL I FERANS) . 
(E.)   Davies,  W.  (Masterton  Hosp.,  New  Zealand). 
Aust.   Radiol.    1 5 (2) : 1 48-155 ,  1971. 


9837      AMYLOLYTIC  ACTIVITY  IN  GALLBLADDER 

BILE  IN  CHOLECYSTITIS  ASSOCIATED  WITH 
ACUTE  PANCREATITIS.   (Sp.)   Ribera,  M.  T.  (Santa 
Cruz  San  Pablo,  Hosp.,  Barcelona,  Spain),  L. 
Gramatica  and  M.  Roca.  Barcelona  Quir.    15(2): 
123-124,  1971. 


9838      EXTERNAL  BILIARY  DUODENAL  FISTULAS. 

(Rus.)   Grishkevich,  E.  V.,  M,  V. 
Danilov  and  V.  A.  Vishnevski.  Sov.    Med.    34(5): 
66-70,  1971. 


See  also  numbers:   9000,  9192,  9214,  9440 
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9839      A  METHOD  OF  EVALUATION  OF  THE  INFLUENCE 

OF  ASPIRIN  FORMULATIONS  ON  GASTRO- 
INTESTINAL MICROBLEEDING  IN  HUMANS.   (E.)   Phillips, 
B.  M.  (Miles  Labs.  Inc.,  Elkhart,  Ind.),  P.  J. 
Kraus,  J.  L.  Allen  and  R.  M.  Buslee.  Toxicol. 
Appl.   Pharmaool.    20  (if) :  51 5-521  ,  1971. 

An  efficient  incomplete  cross-over  design  was 
used  to  evaluate  h   prototype  aspirin  formulations, 
2  reference  formulations,  and  a  placebo  in  21 

•adult  male  volunteers.   Mean  daily  fecal  bloody 
loss  values  were  calculated  for  the  7  formulations. 
While  there  were  significant  differences  between 
groups  and  among  people  within  groups,  there  was 
no  significant  difference  between  treatment  periods, 
and  there  was  no  trend  in  fecal  blood  loss  with 
time.   Significant  differences  between  both  the 
direct  and  residual  effects  of  the  various  treat- 
ments were  observed;  however,  the  residual  effects 
of  the  various  formulations  generally  correlated 
well  with  the  direct  effects.   Of  the  6  aspirin- 
containing  formulations,  only  ordinary  aspirin 
tablets  elicited  significantly  greater  blood  loss 
than  the  placebo.   Blood  loss  values  significantly 
lower  than  that  seen  with  the  ordinary  aspirin 
tablet  and  not  significantly  different  from  that 
seen  with  the  placebo  were  observed  during  treat- 
ment with  an  effervescent  formulation  and  with  1 
of  the  experimental  formulations.   The  data 
suggest  that  treatment  with  aspirin  may  influence 
the  fecal  blood  loss  observed  during  the  next 
period  of  treatment  with  a  different  formulation, 
the  2  periods  being  separated  by  5  days  of  no 
treatment. 


gS^tO      THE  EFFECT  OF  INTESTINAL  TRANSIT  TIME, 

STUDIED  BY  CHROME-CARMINE,  ON  THE 
COMPOSITION  OF  STOOLS.   (Fr.)   Smadja,  M.  (St. 
Lazare  Hosp.  ,  Paris)  and  J.  J.  Bernier.  Arah. 
Ft.   Mai.   App.    Dig.    60(lO-l  1 )  :')97-506 ,  1971. 

In  a  series  of  studies  with  ^^chrome-l abeled 
carmine,  no  correlation  could  be  demonstrated 
between  the  speed  of  intestinal  transit  and  the 
concentration  of  either  water  or  electrolytes  in 
the  stools  of  I'*  patients  with  diarrhea  due  to 
primary  hypermoti 1 i ty  or  8  with  diarrhea  which 
was  secondary  to  intestinal  hypersecretion  and 
not  accompanied  by  accelerated  transit.   Among  10 
patients  with  diarrhea  secondary  to  malabsorption 
syndrome  at  the  level  of  the  small  intestine, 
sharply  accelerated  transit,  especially  through 
the  colon,  appeared  to  be  due  to  ileal  mal- 
absorption of  bile  salts  and  their  consequent 
laxative  effect  at  the  colonic  level.  Again,  the 
concentration  of  water  and  electrolytes  remained 
unaffected.   In  all  of  these  patients,  as  in  5 
constipated  and  5  nonconsti pated  controls,  a 
highly  significant,  positive  correlation  was 
demonstrated  between  intestinal  transit  time  and 
the  total  weight  of  the  stools,  expressed  as  grams 
per  2k   hours. 


98/41      BILE  ACIDS,  BACTERIA  AND  STEATORRHEA. 

(Ger.)   Egger,  G.  (Univ.  Med.  Clin., 
Bern,  Switzerland).  Dtsah.    Z.    Verdau  Stoffweahselkr. 
3l(l):l-9,  1971. 

A  test  is  described  which  uses  a  millipore  filter 
to  permit  isolation  of  bacteria  from  the  patient's 
small  intestine,  in  vitro  demonstration  of 
deconjugation  and/or  dehydroxylation  of  the 
patient's  bile  acids  by  such  bacteria,  a  comparison 
of  in  vitro  and  _i_n_  vivo  deconjugation  activity 
(thus"  diminishing  the  number  of  false-negative 
chromatographic  findings)  and  an  objective,  pre- 
treatment  evaluation  of  proposed  antibiotic 
therapy.   Among  35  patients  in  whom  the  test  was 
used  experimentally,  deconjugation  of  bile  acids 
was  demonstrated  in  30%   of  patients  with  chronic 
diarrhea,  but  S.(>%   of  those  without  diarrhea.  A 
comparison  of  test  results  with  those  of  conven- 
tional studies  yielded  27  negative  findings  for 
both,  7  cases  in  which  both  were  positive,  1  in 
which  the  test  was  positive  but  conventional 
techniques  were  negative,  none  in  which  conven- 
tional techniques  were  negative,  none  in  which 
conventional  techniques  yielded  positive  findings 
while  the  new  test  did  not. 


98^42      SALMONELLA  ENTERITIS.   I.   ROLE  OF 

REDUCED  GASTRIC  SECRETION  IN  PATHOGENESIS. 
(E.)   Giannella,  R.  A.,  S.  A.  Broitman  and  N. 
Zamcheck  (Boston  City  Hosp.,  Mass.).  Am.    J.    Dig. 
Dis.    16(11):1000-1006,  1971. 

Three  patients  with  cholera-like  diarrhea  with 
reduced  gastric  acid  secretion  and  k   patients 
with  mild  diarrhea  with  normal  gastric  acid^ 
secretion,  all  of  whom  had  salmonella  enteritis 
are  reported.   The  3  pati^ts  with  severe  diarrhea 
had  achlorhydria,  or  marked  hypochlorhydria , 
abnormally  high  basal  gastric  pH  and  markedly 
reduced  intrinsic  factor  secretion.   In  contrast, 
all  those  with  mild  diarrhea  had  normal  basal 
acid  output,  low  basal  gastric  pH  values,  and^ 
normal  or  near-normal  intrinsic  factor  secretion. 
Gastric  biopsies  taken  in  the  immediate  con- 
valescent period  demonstrated  either  atrophic 
gastritis  or  gastric  atrophy  in  the  3  patients 
with  severe  diarrhea.  The  data  suggest  that 
patients  with  reduced  gastric  acid  secretion  may 
have  more  severe  enteritis  due  to  inability  to 
reduce  the  number  of  ingested  bacteria  which  pass 
into  the  intestine. 


98/43      DISINFECTION  OF  THE  UMBILICUS  FOR 

ABDOMINAL  SURGERY.   (E.)   Sellers,  J. 
(United  Bristol  Hosp.,  England)  and  J.  H.  Newman. 
Lancet   2(7737) : 1276-1278,  1971. 

Bacterial  swabs  taken  from  the  umbilicus  and  the 
abdominal  skin  were  cultured,  before  and  after 
applying  disinfectant.  The  same  types  of  organism 
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were  found  In  the  umbilicus  as  on  the  skin,  but 
in  much  greater  numbers.   The  commonest  were 
Staphylococcus  albus,  diphtheroid  bacillus,  and 
gram-negative  bacilli.   Disinfection  with  chlor- 
hexidine  in  70%   alcohol  gave  satisfactory  results 
for  the  skin,  but  poor  results  with  the  umbilicus. 
Only  36%   gave  no  growths  from  umbilical  swabs,  and 
moderate  or  heavy  growths  were  obtained  from  13%, 
twenty  min  after  cleansing.   The  proportion  of 
sterile  umbilical  swabs  rose  from  36-70%  when  a 
small  pledget  of  sterile  cotton  wool,  soaked  in 
povidone  iodine,  was  left  in  the  umbilicus  for  1 
hr  before  treating  with  chlorhexidine  in  70% 
alcohol.   It  is  important  to  cleanse  the  umbilicus 
thoroughly  before  applying  any  disinfectant  to 
it,  so  as  to  remove  squamous  debris  which  may 
protect  bacteria. 


961*^  SALMONELLA  ENTERITIS.   II.   FULMINANT 

DIARRHEA  IN  AND  EFFECTS  ON  THE  SMALL 
INTESTINE.   (E.)   Giannella,  R.  A.,  S.  A.  Broitman 
and  N.  Zamcheck  (Boston  City  Hosp.,  Mass.).  Am. 
J.    Dig.    Dis.    16 (l 1 ): 1007-1013,  1971. 

Seven  patients  with  Salmonella  enteritis  were 
studied  during  the  course  of  and  after  acute 
infection,  and  the  volume  of  their  diarrhea  was 
measured.   Four  patients  had  mild  diarrhea  of 
less  than  7  days'  duration  with  fecal  outputs 
less  than  1.0  liter/day,  while  3  patients  had 
severe  diarrhea  for  7-1^  days,  with  fecal  volume 
in  excess  of  3.0  liters/day.   For  the  patients 
with  severe  diarrhea,  fecal  fluid  output  reached 
a  peak  of  10.3  liters  on  the  eighth  hospital  day, 
with  fecal  Na+  and  K+  concentrations  of  91  and 
13  mEq/liter,  resp.   In  all  patients,  serum 
prothrombin  time,  cholesterol,  folic  acid,  iron 
and  carotene  levels  were  normal.   In  all  but  one 
patient  absorption  of  fat,  glucose,  and  xylose 
was  normal,  however,  2  patients  showed  malabsorption 
of  vitamin  B]2.   Jejunal  biopsies,  taken  immediately 
after  the  acute  illness,  were  normal  in  each 
patient.   The  3  patients  with  severe  diarrhea 
and  1  with  mild  diarrhea  had  evidence  of  jejunal 
bacterial  overgrowth.   Thus,  differences  in  the 
composition  and  duration  of  diarrhea  may  be  useful 
in  differentiating  beteeen  cholera  and  Salmonel la 
enteritis. 


98^5      EFFECT  OF  SMALL  INTESTINAL  BACTERIA  ON 

INTRINSIC  FACTOR  AND  THE  VITAMIN  B,,- 
INTRINSIC  FACTOR  COMPLEX.   (E.)   Schjbnsby,  H. 
(Roy.  Postgrad.  Med.  Sch.,  London)  and  S. 
Tabaqchali.  Saand.    J.    Gastroenterol.    6(8) : 707-71 3, 
1971. 

The  effect  of  small  intestinal  bacteria  isolated 
from  stagnant  loop  patients  on  human  intrinsic 
factor  and  the  bond  between  the  vitamin  Bio'human 
intrinsic  factor  complex  was  studied  in  vitro. 
A  moderate  reduction  of  intrinsic  facto"r "concen- 
tration was  observed  after  incubation  with  E. 
col i ,  Klebsiel la,  and  bactericides,  while  tFe 
reduction  in  intrinsic  factor  concentration  was 


minimal  after  incubation  in  sterile  medium.   The 
ability  of  human  gastric  juice  to  enhance  the 
uptake  of  ^^CoB]2  by  guinea  pig  small  intestinal 
brush  borders  was  unaffected  by  enterobacteria 
or  bacteroides,  but  was  decreased  significantly 
(79%  of  control)  by  incubation  with  bifidobacteria. 
Dialysis  of  human  gastric  juice-bound  ^''CoBi2 
with  bacterial  cultures  did  not  result  in  a 
significant  release  of  unbound  ^^CoBi2.   Bacterial 
cell  extracts  from  these  cultures  contained 
partially  bound  ^■'CoBi2.   The  uptake  of  the 
radioactivity  in  the  extracts  and  of  human  gastric 
juice-bound  ^^CoBi2  by  guinea  pig  ileal  brush 
borders  was  markedly  higher  than  the  uptake  of 
unbound  ^''CoBi2.   The  data  suggest  that  intestinal 
bacteria  do  not  cause  vitamin  B]2  malabsorption 
in  the  stagnant  loop  syndrome  by  reducing  intrinsic 
factor  activity  or  by  releasing  vitamin  B]2  from 
its  bond  to  intrinsic  factor. 


98'46      MAGNETIC  TUBE  FOR  REMOVAL  OF  FERROUS 

FOREIGN  BODIES  FROM  STOMACH  AND  DUODENUM 
IN  CHILDREN.  (E.)  Fi?er,  B.  ^Charles  U.  Pediatr. 
Surg.  Clin.,  Prague).  Lanaet    1  (77'»1 )  :76-77,  1972. 

For  removal  of  ferrous  foreign  bodies  from  the 
stomach  and  duodenum  of  children,  the  author 
describes  a  device  consisting  of  a  double  gastric 
tube  with  an  Alnico  magnet  at  the  tip  of  the 
inner  tube.   Fluoroscopic  positioning  of  this 
device  is  facilitated  when  the  end  of  the  outer 
tube  is  made  radioopaque.   Premedication  of  the 
patient  is  seldom  required.   Once  the  magnetic 
tip  is  in  contact  with  the  foreign  body,  this 
object  is  pulled  into  the  lumen  between  the 
inner  and  outer  tube  and  both  tubes  are  removed 
without  damage  to  the  upper  gastrointestinal  tract. 


SS't?      BIOASSAY  AND  RADIOIMMUNOASSAY  OF  PLASMA 

GASTRIN  IN  A  CASE  OF  ZOLL  INGER-ELL  I  SON 
SYNDROME.   (E.)   Temperley,  J.  M.  (Univ.  Coll. 
Hosp.  Med.  Sch.,  London)  and  B.  H.  Stagg.  Saand. 
J.    Gastroenterol.    6  (8) : 735-738,  1971. 

Fasting  plasma  gastrin  levels  were  measured  in  a 
patient  with  the  Zol 1 inger-El 1 ison  syndrome  and 
hyperparathyroidism  using  a  bioassay  and  radio- 
immunoassay and  the  results  were  compared. 
Whereas  plasma  gastrin  levels  were  not  altered 
by  total  gastrectomy  and  excision  of  the  tail  of 
the  pancreas  which  contained  the  islet  cell 
adenoma,  hyperparathyroidectomy  was  followed  by 
a  marked  fall  in  plasma  gastrin.   This  trend  was 
observed  with  both  assay  methods;  however,  bio- 
assay results  were  consistently  2-3  times  higher 
than  those  with  radioimmunoassay.   Assays  of 
tissue  gastrin  yielded  almost  identical  results 
with  both  methods  when  specimens  were  taken  from 
the  antral  mucosa  and  from  the  pancreatic  tumor. 
Biologically  active  gastrin-like  substances 
which  cannot  be  detected  by  radioimmunoassay  may 
been  present  in  the  patient's  plasma. 
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98i(8      SERIAL  RAD  10 IMMUNOLOGIC  ASSAYS  OF  SERUM 

GASTRIN  IN  A  PATIENT  WITH  ZOLLINGER- 
ELLISON  SYNDROME.   (Fr.)   Croisier,  J.-C  (CHU 
Pitie  Salpetriere,  Paris),  M.  Huguier  and  G. 
Croisier.  Arah..   Fr.   Mai.   App.    Dig.    60(10-11): 
559-568,  1971. 

A  59-yr-old  man  with  1  perforated  and  1  non-per- 
fc rated  ulcer  of  the  first  jejunal  loop  underwent 
resection  of  the  loop  and  jejunojejunal  anastomosis, 
2  months  prior  to  total  gastrectomy  for  recurrence 
and  left  pancreatectomy  in  the  presence  of  2 
ulcerogenic  adenomas  of  the  islands  of  Langerhans. 
Both  tumors  appeared  to  be  benign  and  neither  had 
been  visible  or  palpable  at  the  time  of  the  first 
intervention.   Prior  to  the  second  intervention, 
diagnosis  of  Zol 1 inger-El 1 ison  syndrome  had  been 
suggested  by  the  fasting  level  of  serum  gastrin 
in  the  peripheral  circulation,  which  had  reached 
3333  picograms  per  ml  serum,  as  contrasted  to  a 
normal  value  of  less  than  100.   Intraoperative 
determinations  in  samples  from  the  splenic, 
pancreatic-duodenal  and  portal  veins,  and  from  a 
peripheral  vein  in  the  arm,  ranged  fron  113-l!^0 
picograms  per  ml  serum.   Postoperative  samples 
were  destroyed  accidentally  before  determinations 
could  be  made. 


9849      QUANTITATIVE  STUDIES  OF  TOXIN  IN  THE 

STOOLS  AND  JEJUNAL  ASPIRATES  OF  PATIENTS 
WITH  CHOLERA.   (E.)   Aziz,  K.  M.  S.  (Pakistan- 
SEATO  Cholera  Res.  Lab.,  Dacca)  and  W.  H.  Mosley. 
J.    Infeat.    Dis.    125  (l )  :36-'*'4,  1972. 

Sterilized  filtrates  of  choleraic  stools  and 
jejunal  aspirates  were  stored  at  '»0-50°C  and 
assayed  for  potency  in  the  back  skin  of  adult 
rabbits  and  for  fluid-producing  activity  in 
ligated  intestinal  loops.   Toxins  prepared  _i_n_ 
.vitro  were  also  assayed  by  the  same  techniques. 
Most  of  the  choleraic  stools  showed  detectable 
toxic  activity;  however,  the  toxin  titers  were 
generally  low.   These  stools  showed  the  same 
relative  activity  in  the  assays  as  that  observed 
for  toxins  produced  in  vitro,  lending  support  to 
the  hypothesis  that  the  same  toxin  is  involved 
•in  both  reactions.   Unexpectedly,  toxin  was  un- 
detectable in  the  majority  of  jejunal  aspirates, 
even  when  significant  titers  were  present  in 
stools  collected  simultaneously. 


operation  in  the  proximity  of  cysterna  chyll  or 
when  a  chylous  fistula  does  occur  postoperatively, 
early  ligation  of  the  lymphatic  should  be  carried 
out.  The  flow  of  chyle  from  the  fistula  should 
be  maintained  by  milk  or  chyle  feedings,  thus 
facilitating  identification  of  the  fistulous  site. 


9851      ABDOMINAL  LYMPHOMA  AND  ALPHA  CHAIN 

DISEASE.   REPORT  OF  THREE  CASES.   (E.) 
Bonomo,  L.  (U.  Bari  Med.  Sch.,  Italy),  F.  Dammacco, 
R.  Marano  and  G.  M.  Bonomo.  Am.    J.    Med.    52(1): 
73-86,  1972. 

Subjects  consisted  of  3  women  (21,  23  and  hh   yr 
of  age)  with  alpha-chain  disease  in  whom  the 
predominant  clinical  features  were  malabsorption, 
abdominal  pain,  diarrhea  and  progressive  general 
deterioration.   Only  slight  hepatomegaly  and/or 
splenomegaly  were  observed.  At  biopsy  or  autopsy 
there  was  seen  to  be  extensive  involvement  of  the 
small  intestine  and  mesenteric  lymph  nodes  with 
malignant  lymphoma,  with  a  dense  pleomorphic 
infiltration  with  plasma  cells.  The  serum  protein 
electrophoretic  pattern  showed  an  abnormal  band 
in  1,  and  only  minor  changes  in  the  others.   In 
1  patient  there  was  found  in  the  serum  and  con- 
centrated urine  samples  a  peculiar  protein, 
immunologically  related  to  the  heavy  polypeptide 
chains  of  IgA  but  devoid  of  light  chains;  trace 
amounts  were  also  detected  in  the  saliva,  but 
not  tears,  and  in  the  cell  extract  of  a  culture 
of  an  intestinal  biopsy  specimen.  This  protein 
was  antigenical ly  deficient  in  comparison  with 
some  IgA  myeloma  proteins  and  sedimented  more 
slowly  than  both  IgA  myeloma  protein  and  albumin, 
showed  marked  electrophoretic  heterogeneity, 
tended  to  form  polymers  and  was  of  the  a^  sub- 
class in  al 1  3  patients. 


9852      RELAPSING  PEPTIC  ULCER  OF  JEJUNUM  AND 

THE  'ZOLLINGER  ELLISON'  SYNDROME. 
(Ger.)   Wedell,  J.  (U.  Dusseldorf  Surg.  Clin., 
Germany).  Internist.   Prax.    1 1 (2) : 225-232,  1971. 


9853      FOODBORNE  OUTBREAK  OF  GASTROENTERITIS 

POSSIBLY  OF  MULTIPLE  BACTERIAL  ETIOLOGY. 
(E.)   Janeway,  C.  M.  (New  Jersey  State  Dept. 
Health,  Trenton),  M.  Goldfield  and  R.  Altman. 
Am.    J.    Epidemiol.    9'< (2) :  1 35-l'4l  ,  1971. 


9850      POST-VAGOTOMY  ABDOMINAL  CHYLOUS  FISTULA. 

(E.)   Musgrove,  J.  E.  (Vancouver, 
British  Columbia,  Canada).  Ann.    Surg.    175(1): 
67-69,  1972. 

A  chylous  fistula  was  produced  in  a  ^tO-yr-old  woman 
during  an  abdominal  truncal  vagotomy  by  division 
of  an  aberrant  lacteal,  probably  the  gastro- 
intestinal trunk.   In  1  day,  2250  ml  of  chyme 
was  drained;  there  were  excessive  losses  of  protein 
(3.3  gm/100  ml),  fat  (2.6l/gm/100  ml)  and  vitamin 
K,  that  were  controlled  by  lacteal  ligation. 
When  a  large  lymphatic  vessel  is  observed  during 
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GASTROENTEROLOGY  IN  CONNECTICUT.   I. 

MANPOWER  IN  PRIVATE  PRACTICE.   (E.) 
Simpson,  J.  A.  (St.  Vincent's  Hosp.,  Bridgeport, 
Conn.),  R.  S.  Rosson  and  H.  M.  Spiro.  Conn.    Med. 
35(10):611-613,  1971. 


9855      BEZOARS.   (E.)   Ateshian,  B.  (Georgetown 

Hosp.,  British  Guiana).  Radiol. 
Teohnol.    '*3(l):7-9,  1971. 
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Dept. 

and  C, 
1971. 


A  CASE  OF  CONGENITAL  CHLORIDE  DIARRHEA. 
(Pol.)   Hager  Malecka,  B.  (Med.  Acad. 
:iin.  Pedlatr.,  Katowice,  Poland),  F,  Sliwa 
Frontczak.  Pol.    Tyg.    Lek.    26(22) :829-831 , 


9866      OBSERVATIONS  WITH  REFERENCE  TO  68 

DEATHS  FROM  UPPER  GASTROINTESTINAL 
HEMORRHAGES.   (Rum.)   Bancu,  E.  (1st  Surg.  Clin., 
Tirgu  Mures,  Rumania),  M.  Calbureanu  and  D.  Radu, 
Chirurgia    (Buaur.)   10{(>)  :k3\-kSk ,    1971. 


9857      INFLUENCE  OF  DISACCHARIDES  ON  THE 

DEVELOPMENT  OF  SYSTEMIC  ACIDOSIS  IN  THE 
PREMATURE  INFANT.  (E.)  Lifshitz,  F.  (Natl.  Med. 
Ctr.,  Mexico  City,  Mexico),  S.  Diaz  Bensussen  and 
V.  Martinez  Garza.  Pediatr.   Res.    5(5)  :213-225,  I971 


9858      STOOL  EXCRETION  OF  AMINES  IN  THE  NORMAL 

INFANT  AND  IN  CERTAIN  PATHOLOGICAL 
CONDITIONS.   (It.)   Berio,  A.  (U.  Genoa,  G.  Gaslini 
Pediatr.  Clin.,  Italy),  A.  Di  Stefano  and  R. 
Bellati.  Minerva  Pediatr.    23(15) :660-667,  I971. 
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and  B. 
1971. 
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REPEATED  OPERATIONS  FOR  INTRAABDOMINAL 
HEMORRHAGES.   (Rus.)   Shapkin,  V.  S. 
A.  Sotnichenko.  Klin.    Khir.    5)(5):23-26, 


THE  PROBLEM  OF  GASTROINTESTINAL  CANCER 
IN  INDIA.   (E.)   Paymaster,  J.  C.  (Tata 

Mem.  Ctr.,  Bombay,  India)  and  P.  Gangadharan. 

Indian  Praat.    2'4(1):7-15,  1971. 


9861      PATHOLOGICAL  AND  FUNCTIONAL  RELATIONS 

BETWEEN  PARATHYROID  GLANDS  AND  ASCITES. 
FIRST  REPORT:   OBSERVATION  ON  AUTOPSIED  HUMAN 
CASES.   (Jap.)   Kuroda,  M.  (Hirosaki  U.  Sch.  Med. 
Japan).  Hirosaki  Igaku    (Hirosaki  Med.    J.)    23(1)- 
123-133,  1971. 


9862      BLEEDINGS  FROM  DIVERTICULI  AND  DUPLICA- 

TURES  OF  THE  GASTROINTESTINAL  TRACT  IN 
CHILDREN.   (Ger.)   Hartl,  H.  (Pediatr.  Hosp.,  Linz, 
Austria).  Chirurg  k2 (8) -.363-372,    I971. 


9863      BLUNT  ABDOMINAL  TRAUMA.   (Ger.)   Reiher, 

P.  (Friedrichshain  City  Hosp.,  Beriin) 
W.  Kleinau  and  J.  H.  A.  Muller.  Dtsah.    GesundHeltsw. 
l(>{3^):\hk\-\kkS,    1971. 


986i(      NORMS  OF  DIAGNOSIS  AND  TREATMENT  IN 

PEDIATRICS.   CHRONIC  DIARRHEA  OF  ENTERIC 
ORIGIN.   (Sp.)   Licastro,  R.  Dia  Med.    ^3(17): 
■389-390,  1971. 


9867      PRIMARY  PERITONITIS:   CHANGING  ASPECTS 

1956-1970.   (E.)   Fowler,  R.  (Roy. 
Child.  Hosp.,  Parkville,  Melbourne,  Australia). 
Aust.   Paediatr.    J.    7(2): 73-83,  1971. 


9868      DIGESTIVE  DISEASES.   (E.)   Mendeloff, 

A.  I.  and  J.  P.  Dunn.   Cambridge,  Mass., 
Harvard  University  Press,  1971,  166  pp.   $5.50. 


9869      THE  ROLE  OF  RADIONUCLIDE  SCANNING  IN 

THE  EVALUATION  OF  NEOPLASMS  OF  THE 
SALIVARY  GLANDS:   A  REVIEW.   (E.)   Schall  ,  G.  L. 
(NIH,  Bethesda,  Md . ) .  J.    Surg.    Onool.    3(6): 
699-71^*,  1971. 


9870      YERSINIA  PSEUDOTUBERCULOSIS  INFECTION 
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09505 
DALINKA,  MK 

0921l2* 
DAMNACCO.    F 

09851* 
DAMRONGSAK.  E 

09653* 
DANIEL,  AM 

09709* 


DAKIIOV,  MV 
09838 

DANKS,  DM 
09696 

DARDACHTZ,  DF 
09152 

SARIN,  JO 
09116» 

DAS   QUPTA.    P 
0901iU 

DATIA,  DV 
0965S* 

DAUDET,  M 
09U56 

DAVID,  H 

093U7 

DAVIES,  W 

09836 
DAVSON,  AM 

09S83* 
D!  ARAUJO  TEIXEIRA,  AM 

091tllU 
DB   ARAUJO,    R 

09729» 
DE  BARROS  MOTT.  C 

09088» 
DE  BARTOLO.  M 

09769 
DE  BERNARDI,  B 

09779 
DE  CICCO,  N 

091|93 
DE    DOMBAl,    FT 

09Ji71l 
DE   LA   TOUR.    J 

09197* 
DE  lAOAUSIE,  P 

09797* 
DE  I0KQI8,  Q 

09588 
DE  PRADO  ISLA,  LH 

09k90 
DE  SOHBPPBR,  A 

091t67 
DE    SUVA,    DPKM 

09721* 
DE  VOS,  M 

09233 
DE  WULF,  H 

09139 
DEAO,  R 

09668 
DEBRAY,  C 

09197* 
DECKER,  QAd 

09709* 
DE008,  I 

0971i9 
DBHN,    T9 

092b0« 
DELACROIX,  R 

09373 
DEMBIN3KI,  A 

09380* 
SEMEULENAERE,  I 

09233 
DEHID'UK,  PF 

0987U 
DEMLINQ,  L 

09207* 
DENIS,  B 

09622 
DBNNHARDT,  R 

09163 
DENT,  DM 

0933U 
DENTAN,  T 

09239* 
DBODHAR,  SD 

09688 
DBH  KAL0U3TIAM.  VM 

091^50 
DEREUME,  JP 

09518* 
DEROUVILtE,  WH 

09832 
DESAI,  MH 

09326   09833  09888 
DESOHAMPS,  JH 

091i37 
DESJEUX,    JF 

09U91 
DBSMODLINS.  M 

09787 


DEUMIINQ,    B 
0911lO 

DEVROEDE,  OJ 
09023* 

DEYHIE,    P 
09ll5S 

DI  STEFANO.  A 
09858 

CIAOONESCU.  M 
09321 

DIACONU,  9 
09766 

DIAZ  BENSUS3EN.  S 
09857 

DIDIOH,  VK 
09820 

DIETERICH,  F 
09690 

DIEZ  GASCON.  A 
09399 

DIMITRIU,  S 

09771 

DINNES.  MR 

0975S 
DINNO,  F 

09068* 
DINNO,  M 

09068* 
DItiSCHMID,    K 

09679 
DISAIVO,  J 

09180* 
DOBRESCU,  D 

09381* 
DOBRZVNSKI,  I 

09772 
DOCIMO.  R 

09313   09390 
DODDS,  WJ 

0921iO* 
DOILE,    W 

09667 
DOOHEN,  DJ 

09716* 
DOREY,  Q 

090SU* 
DORNIER,  R 

09212* 
DORRY,  KH 

09886 
DOSS,  M 

0968U 
DOTEVALl,  a 

091l72* 
DOUQIAS,    AP 

091l98 
COWNES.    01 

09631* 
DRBES,    0 

09731* 
DROZDZ.  H 

0976U 
DBUNKENMOLIE.  R 

09289* 
DUBILIER.  ID 

09512* 
CUDRIOX,  SJ 

09179* 
DUFFAUT,  M 

09073* 
DUHART,  JE 

09669 
DUMITRIU,  N 

09777* 
DUNN,  JP 

09868 
DUPONT,  A 

09373 
DURMANOVA,  MO 

09286 
DURRANI,  HA 

09336 
DUTTO,  PH 

09271 
DYCHALA,  J 

09316 
DYER,    MH 

091182* 
DZ'UBKO,    NI 

O9II16 

BARLE,    E 
09585* 


EATON,    SB    JR. 

097911* 
EQQER,    0 

09S011       0981il* 
EQIESTON.    TA 

092U1* 
EQOROV.  NI 

09355 
EQRY,  0 

09876 
EHINQEH,  H 

09091* 
EHRENPREIS,  T 

09526* 
EICHELBAUM,  M 

09102* 
EIDKLMAN.  FM 

O9I1O5 
EIJQEIAAR,  A 

09261) 
EL  KHANAORY,  HA 

09661 
EL  SAYED.  M 

09661 
ELIA3TAM,  M 

09717* 
ELLIS  BHOWM,  RS 

09262 
ELMER,  M 

09052* 
ELSAS,  LJ 

09659 
ELTAHIR,  K 

09690 
ELY,  JW 

09805* 
ENOELHART,  OJ 

09605 
ENGLHAHBT,  A 

09006 
ERICSSON,  JLE 

09711* 
ERLAHDSON,  RA 

09300* 
ERMOLOV,  AS 

09611 
ERNST,  B 

09100 
EVANS,  H 

09811 

FAOO.  FJ 

09377* 
FAIBIS,  A 

O9OI1O 
FALAIYE,    JM 

09lt86 
FALCK,    B 

09091* 
FARMER,  RQ 

09685 
FARRELL,  R 

09638* 
FASTH,  S 

09037*  090U1 
FAURE,  J 

09681 
FAUSA,  0 

09503 
FAVERDIN.  C 

090U7 
FAYS,  J 

O9OI13      09212* 
FEBLES,    E 

09189* 
FEDOTOVA.  10 

09235 
FEKETE,  F 

09667   09797* 
FELD3TEIN,  C 

09669 
FELKEL.  W 

09679 
FERGUSON,  BR 

091tll5 
FEROLDI,    J 

09619* 
FERRAND,  B 

09236 
FEHRUCCI.  JT  JR. 

0979a* 
FETTEHMAN,  OH 

O9I1I1I 


FIILDINO,  JF 

09h75 
FIEVEZ.  C 

09516* 
FIEVEZ,  M 

09516* 
FIOIEL.  L9 

09553 
FIOIEL.  SJ 

09553 
FIQUfclBIfSO    PE'ITEADfl,    J 

0S33S 
FIOUEHOA,  I 

G9070* 
FIQtlS,     AI 

093711 
FIORENTINI.    P 

097k5 
FIRT,    P 

09I1I7 
FISCHES,  JE 

096U6* 
FISCHER,  L 

09532 
FISEH,  S 

C9»ll6» 
FISHER,  AA 

C9L0B 
FITZO£RALD,  MJT 

C90O7 
FLANZY,  J 

09026* 
FLOPES.  MR 

O9I1SI 
FLORKIEWICZ,  H 

09081 
FODOR,  I 

09618* 
FOLI,  AK 

09738 
FOMIN,  PD 

09287 
FONT,  RO 

09808* 
FOOKG,  WC 

091jlt5 
FORMEJSTEP,    I 

09li62 
FORREST,    OL 

09680 
FORSCHNER,  W 

09231 
FOWLER,  R 

09667 
FOX,  JAF 

092U3* 
FOX,  PS 

09116* 
FRAOOSO.  A 

09189* 
FRANCILLON,  J 

09556 
FRANCO,  T 

0927U 
FRANKE,  WW 

091110 
FRAS30H,    F 

0919U 
FRENKEI,  R 

091i21 
FRENNINQ,    8 

09062* 
FRIO,    F 

09U8S 
FHICOVA,  0 

091)85 
FRIEDMANN,  CTH 

09755 
FRIEDHICH,  H 

O93I15 
FRISIUS,    H 

091)28* 
FRITSCH,    MP 

09057 
FRITZ  MIKULSKA,  V 

09280 
FRONTCZAK,  C 

09856 
FROTZ,  H 

09U11) 
FUJITA,  K 

09368 
FUKUNISHI,  S 

09551 


TUBMAN,  RW 

09512» 
rUISCH,  D 

09809 

QABRIELS30N,  N 

0930li» 
QABRVELZ^ICZ,  A 

09627 
OAEHTOENS,  PAL 

09880 
QAONOK,  PA 

09706 
OAIllABD,  P 

09702 
OAtl,  JC  JR. 

09728* 
QALLESIO.  A 

09U37 
QALLUZZl,  W 

093li« 
QALOFRE,    M 

09591 
OANQADHARAN,  P 

09860 
GAHOOILI.  SD 

09032 
OANUL,  II 

096711 
QAHAKI,  G 

09395 
OARCIA-MORAN,  M 

09121Ht 
QAHDNER,  B 

0961i5» 
QARQ,  BD 

09152 
QARRIDO  LESTACHE  DIAZ,  J 

09ll69 
OARRIEO,    A   JR. 

09389 
QARRIDO,  0 

09SU6 
0A3BARRINI,  Q 

09506 
GAUCHER,  P 

0901l3   09212* 
OAUTIEHI,  RF 

0918b.» 

GAY,  A 

09766 

OAK,  B 

0962U 

QgFFROY,  Y 

09k73 
OEHRMANN,  0 

O93I1O 
OEILER.    LI 

09352 
QEHMELL,  RT 

09001* 
OEHNARO,  0 

092511 
GERARD,  A 

09518* 
0ERA3IM0V,  AM 

O977I1 
OERLECKI,  J 

09316 
QERVAIS,  P 

09720 
GESERICK,  G 

09756 
QEUMEI,  A 

09123* 
OHANEM,  MH 

09881 
GHEORGHIU,  I 

09U11; 

GIANNEtlA,  RA 

0981i2»   096Ull» 
OIANTUHCO,    C 

09205» 
GIARDISLLO,  A 

09587 
GIBBS,  K 

09790 
GIBSON,  LE 

09600* 
GIEHL,  HJ 

091l36 
OILBERTAS,  A 

09721 


GIILBERG,  R 

09U72* 
OILIET.  M 

09621* 
QILIOT,  0 

09319 
3I0RDANEN00.  7 

091lU3 
GIORQIANNI.  0 

09155 
GIRONA.  aC 

091^76 
QIVAN,  Kr 

09739 
OtASQOW,  LA 

09870 
GLEN,  ES 

09550 
OOAB,  W 
091i29» 
QOESOH,  P 

09692 
GOLD,  H 
09780* 
GOLDBERG,  A 

09329 
GOLDBERG,  HI 

0921iO* 
OOLDENBERO.  D 

0921*2* 
QOLDFIELD,  M 

09853 
GOLDMAN,  P 

09162* 
GOLDMAN,  RB 

09173* 
00LDOVI3KY,  SJ 

O9I165 
GOLFINOS,  AJ 

09780* 
OOLIQHER,  JC 

09U7U   09595 
QOLUB,  QD 

09353 
GONTEA.  1 

09156 
GONZALEZ  LOBO,  JM 

O9OOU 
GOODMAN,  M 

09726* 
GOODWIN,  NE 

O96I1O* 
GORINI.    3 

09150 
QORIUNOVA,  OF 

09093 
GOTTSCHALK,  E 

09690 
GOUIN,  B 

09197* 
GRAFFI.  A 

0966l» 
GRAHAM,  NO 

09617 
GRALNIOK,  HR 

09616* 
GRAMADA.  C 

09767 
GRAMATICA,  I 

09637 
GRANJON,  B 

09U87 
GRANT,  AK 

091iO« 
GRA3EDY0K,    K 

09788 
GRAY,    OM 

09U83* 
GREEN,  PA 

09615* 
GREEN,  WER 

0901*8 
GREEN,  WH 

09636* 
GREENOUGH,  UB 

09U21l* 
OREENSTEIN.  AJ 

091*31* 
GREGERSEN,  0 

09631** 
GREGG,  MB 

09731** 
OREGORI,  P 
09217 


QREIPP,  PR 

09616* 
GRELET,  P 

09221 
GRIE3,  FA 

O9OO6 
ORIFFEN,  WO  JR. 

09512* 
GRINEVICh.  VA 

09576 
QRISHKEVICH,  EV 

09636 
0RIT3MAN.  II 

091*61* 
GROD3II43KY,     C 

09509* 
GROSS.  0 

09299* 
GROSS,  M 

091*01 
GROSS,  UM 

091U5 
GROTH,  00 

096kl* 
GROTH,  <l 

09387 
QRUBER,  c 

0960U 
GRUNER,  M 

09U511 
QUERIOT,  JC 

091*51* 
GUERRERO,  J 

09399 
GUIDO,  JJ 

092511 
GUILLEMIN.    0 

09619* 
GUIMAKAES,  RC 

09020 
GUIR0I3,  FK 

09881 
GULATI,  PD 

09786 
OULEVICH.  TO 

09360 
GULLO,  L 

O9O88* 
QUNAWABDENE,  KRW 

09721** 
GUPTA,  DN 

09786 
QUTMANN,  RA 

09559 
QUTTMANN,  FM 

09267 
QWINN,  JL 
09269 

HABERICH.  FJ 

09163 
HADOHOUEL,  P 

09787 
HAEHNEL,  P 

09U15 
HAGER  MALEOKA,  B 

09856 
HAHN,  P 

09177 
HAIMOV,  M 

09395 
HAJDU,  31 

09300* 
HAJJAR,  JJ 

09035 
HAKAN30N,  R 

09091* 
HALABI,  M 

09271 
HALQHIM30N,  CO 

0961*1* 
HALL,  RC 

0960a*  09805* 
HALLMAN,  N 

09865 
HAMELMANN,  H 

09275 
HAMMAH,  UB 

O9I6I 
HAMMERTON,  K 

0911*2 
HAMPEL,  KE 
09U28* 


HANCOCK,  BC 

09U18 
HANLEY,  PH 

09506* 
HAHNEMANN,  G 

09151 
HANSaN,  HE 

096311* 
HANSON,    B 

09731** 
HAHSSON,  E 

09718 
HA'^DCASTIE,  JD 

09Clie 
HABDINC,  R 

09C39* 
HARE,  D 

09030 
HARING,  P 

09615 
HARRIS,  J 

09392 
HARRISON,  RC 

09168* 

HART,  J 

09800* 

HARTL,  H 

09662 
HASAN,  9H 

09137* 
HA9HI>*0T0,  K 

09085* 
HATHAWAY,  AE 

09726* 
HAWK,  '-I A 

09685 
HAWKINS,  CF 

091*62* 
HAYAKAWA,  H 

09367 
HAYS,  EM 

09111*  09269 
HAYSLETT,  JP 

09659 
HEATH,  T 

09001*  J 

HEATON,  JW  JR.         I 
091*63*  * 

HEBERT.  S 

09720 
HECK,  J 

0931*0 
HECKEISWEILER,  P 

09U73 
HEDENSTEDT,  3 

091l22 
HEIDBKEDER,  QA 

09755 
HEII'BERG,  M 

09162 
HEIMBURO,  P 

09666 
HEJHAL,  L 

09U17 
HEJNAL,  J 

091*17 
HELDENBERG,  D 

09756 
HELL3IR0M,  K 

09711* 
HELMS,  M 

09782* 
HEUIGST,  V 

09750 
HENPICH,  H 

09190* 
HERMANEK,  P 

09562 
HERMANN,  RE 

09«Ull* 
HERNACI,  F 

09610 
HEHNADY,  T 

0967U 
HERNANDEZ  RIOHTER,  HJ 

09565 
HERNANDEZ,  H 

09293* 
HEROUT,  V 

09708 
HERPINQTON,  JL  JR. 

091i2S* 
HERTZ,  R 

09292* 


HE8ZBERQ.  QR 

09033 
HISOH,  RC 

09092* 

HKUiiy,  r 

09212* 
HICKMAN,  R 

0933U   09«1»0» 
HIERHOIZER.  WJ  JR. 

097aS» 
HILBE,  0 

09306 
HILL.  DJ 

09666 
HILL,  K 

09335 
HILL.  MJ 

09579 
HILLBOH,  ME 

09056   09128* 
HINTZ,  HF 

09021* 
HIRATA,  K 

09259 
HISSCHOWITZ.  BI 

09061*  09063*  0906lt«  09065* 

09066*  09067* 
HISLOP.  10 

09k06 
HIVET.  M 

09629 

hjortshoj,  a 

09502 

hoano.  nd 

091(32* 

hobbs,  jr 

091(98 

hoblinoer,  kh 

09782* 
HOEFFEL.  JC 

0901(3 
HOERR.  SO 

093<6 
HOF,  J 

09576 
HOFFMAKN.  HQ 

09762 
HOQUE,  C£ 

09021* 
HOLQERSEN,  10 

09530 
HOLLAND,  PV 

09733* 
HOLLE,  F 

09059* 
HOLLSNDER.  LF 

09621* 
HOLHBERa.  B 

0901(6 
HOLMES.  AW 

09717* 
HOLMES,  £J 

09511(* 
HOLMES.  WN 

090311 
HOLTZAPPLI.  PQ 

09179* 
HOLDS,  BJ 

0911(9 
HOLUBEC,  K 

09S82 
HOLZNER,  JH 

0911(1( 
HOMER,  OM 

09620* 
HONQ,  R 

091(97 
HONJO,  I 

09130* 
HOOKE,  KF 

09291* 
HOPTON,  D 

09798* 
HORI.  A 

09678 
HORNTRIOH.  J 

091(00   09825 
HOROWITZ.  SA 

09298* 
HORVATH,  A 

09636* 
HORVATH,  EJ 

09616* 


HORVATH,  J 

091(1(7 
HOKVATHOVA.  J 

09636* 
HOSOYA,  N 

09176 
HOURDRY.  J 

09015   09016 
HOWARD,  JM 

09087* 
HROBONI.  T 

09773 
HUBAY.  OA 

09519* 
HUBBERT.  WT 

09870 
HUFNEH.  M 

09092* 
HUOOINS,  D 

09831( 
HUQHES.  8PF 

09393 
HUOUIER.  M 

0951(1      098li8* 
HULSMANN.    WC 

09169* 
HULTEN,  L 

09037*  0901(1 
HUNDSHAOEN.  H 

09671( 
HURLEY.  JP 

09730* 
HURWITZ,  A 

09525* 
HUTH.  F 

09729* 
HOTT.  MSR 

09561 

lAKHONTOVA.  01 

091(63 
lAKOVLEV.  01 

09266 
lAKOVLEVA.  MP 

09568 
lASKO.  AA 

09696 
IBARRA.  R 

09669 
lEMHOFF.  WOJ 

09169* 
lOEA.  0 

09178 
IITOYO.  N 

09176 
IIZUXA,  T 

09259 
ILES,  RA 

0911(1 
IMBERT,  H 

09372 
IMOTO,  T 

09651* 
INBBKQ.  MV 

0921(li   09339 
INDOVINA.  I 

09031 
INOSTROP.  H 

09251 
INOIATOV.  IM 

09569 
INTSE.  SA 

09571 

iordaoheanu.  c 

09771 
IRWIN.  QR,  JR. 

09725* 
ISHIKAWA,  K 

09651* 
lODIN,  II 

09U6U   09597 
IU8IP0VA,  NA 

09763 
IWASAKI.  M 

09359 

JACK.  LD 

0951(3 
JACOBS.  E 

09515* 
JACOBS,  WH 

09213* 
JAOOBSON,  ED 

09166*  09360* 


JAEOK,  D 

091(15 
JAOENBURQ,  P 

091(72* 
JAHNKE.  K 

09006 
JAHR.  R 

09060* 
JAMES.  JH 

096U6* 
JANEWAY,  CK 

09853 
JAN3EN.  FH 

09109* 
JANUKOWICZ.  K 

091(9l( 
JANUSZKIEWICZ.  J 

0971(6 
JARRETT.  PEM 

091(57 
JAVITT.  NB 

09120* 
JAYAWARDENA.  Oil 

09687 
JEANPIERRE.  R 

09212* 
JEDRYCHOWSKI.  A 

0976)* 
JEROMIN.  L 

091(39 
JE3IP0WICZ.  M 

09285 
JOHANSSON,  H 

09091) 
JOHANSSON,  300 

091(96 
JOHN,  3 

0981S 
JOHNSTON,  PW 

09269 
JONCZYK,  K 

09828 
JONES.  AE 

09656* 
JONES.  RS 

09136*  09173* 
JONSSON.  J 

09633* 
JORDANA.  R 

09167   09178 
JOSEFSSON.  1 

09175* 
JOZWIAKOWSKI,  A 

09265 
JUDK0V3KAIA.  It 

09673 
JURJA,  I 

09363 
JUSSILA,  J 

091(60* 

KADAS,  I 

09663   09682 
KAEWJINDA.  0 

091(68 
KAHL,  H 

09231 
XAHN.  A 

097U9 
KAHN.  I 

091(79* 
KAKEOAWA,  T 

0921(8 
KALA3HNIK0V,  SA 

09765   09»73 
KALINA,  RE 

09680 
KALLEHAUOE,  HE 

09378* 
KAMANO,  T 

09130* 
KAN,  D 

0960k 
KANDALAFT,  3 

09529   0951(0 
KANDIL,  W 

09661 
KANETO,  H 

09131(* 
KAPITULNIK,  J 

09201(* 
KAREV,  ID 

0935k 


KARK,  A"! 

091)31* 
KAPNAUKHOV.  VK 

09593 

KASSTiN.  U 

0966k 
KAVTENBFCK.  J 

0911(0 
KASSUB.  6 

0971(6 
KATAIEVA,  GA 

09256 
KAUFMANN,  NA 

09201(» 
KAi^ABS.  K 

09C11 
KAZIC,  T 

09038* 
KAZNEHS,    N 

0921i6 
KEIGHLE!^.    MRB 

09817 
KELEN.  Af 

09726* 
KEILEY,  TP 

09620* 
KENCALL,  MJ 

091l?2« 
KENDLEF.  J 

0971S* 
KEWPY.  RL 

091(3(1 
KESCHAMRAS,  N 
09719   09911 
KESSLER,  Ri: 

09187* 
KEYNES.  WM 

093U1 
KHAN.  AA 

091(35 
KHANDEK4B,  JD 

09152 
KHOLOD,  VA 

09330 
KNOUKAZ.  M 

09823 
KHURANA,  K 

09833 
KIEFFRi.  J 

09802* 

KIh«,  JP 

09C02* 

KIM,  YS 

09173* 

KISHIMOTO,  H 

09678 
KISS.  P 

09L99 
KISSANE,  J 

0921(5 
KISSLING,  M 

09650* 
KITAMUIJA,  0 

09130* 
KITANI.  T  • 

09651* 
KJAERQAARD.  E 

09251 
KLAPDOR,  R 

09202* 
KLEIN.  HJ 

091llll 
KLEIN.    SL 

09620* 
KLEINAO.  W 

09863 
KLEINTEICH,  8 

093U5 
KLIMENKO,  QA 

09193 
KlIMINSKII,  IV 

09331 
KLOIZ.  SD 

09277 
KLUQ.  8 

0931(6 
KLUQE.  TH 

09632* 
KNOEPP,  LF  JR. 

09506* 
KNOX.  AJS 

09563 
KOCH.  H 
09207*  09261   091(55 


KOCK,  NG 

09U72* 
KODOUSEK,  R 

09U88 
KOfF,  RF 

09715» 
KOHATSU,  S 

09050 
KOHIER,  H 

C97«0 
KOHLER,  JJ 

09621* 
KOHN,  J 

09737 
KOHOUT.  K 

091«2 
KOHOUTOVA,  B 

09162 
KOIDA,  M 

09131i» 
KOJECKY,    Z 

09188 
KOK,    E 

09120« 
KOLDOVSKY,  0 

09170* 
KOLOMaZNIK.  1 

0927* 
KOIOMIICHENKO,  MI 

0938U 
KOIOMINA,  ID 

09257 
KOMAROV,  FI 

09U09 
KONTTINEN,  YP 

09617* 
KONTUREK,  S 

09363* 
KONTUREK,  SJ 

09380* 
KOPITAR.  Z 

09153 
KOREPANOV,  AM 

092311 
KORNEVA,  TK 

09569 
KORNFELD,  HR 

09292* 
KORTH,  S 

091U5 
KORZYCKI,  J 

091l39 
KOSKEIO,  P 

0963S« 
KOSS,  FW 

09153 
K03TELECKY.  A 

09810 
KOSTERING,  H 

09666 
K03ZT0LANYI,  G 

09663   09682 
KOTT,  I 
09522* 
KOVAOS,  K 

09152 
KOVACS,  I 

0971U* 
KOVAtIV,  DN 

09U59 
KOVAIIOV,  MM 

09621 
KOVTUNIAK,  NA 

09097 
KOWAIEHSKI.  K 

09071* 
KBAUS,  PJ 

09839* 
KRAUSE,  U 

091l30* 
KRAVET3,  ST 

0951k6 
KREBS,  HA 

09125* 
KREUZER,  V 

09761* 
KRISHNA,  G 

09102* 
KRISTOFFERSEN,  J 

09215 
KROGER,  EK 

09671 
KRUBEl,  H 
09119* 


KRUQER,  B 

09U28* 
KRUM3,  LM 

09370 
K8Y0IER,  T 

09220 
KRYSKO.  VT 

09US8 
KUHN,  HA 

09673 
KUIJJER,  PJ 

0926U 
KUKSIS,  A 

091U9 
KUID  HANSEN,  L 

09198* 
KUI.E3ZA,  A 

0971t2      097U3 
KULICZ,    A 

09672 
KUMAR,  PJ 

09583* 
KUNZtR,  W 

09036 
KURODA,  M 

09861 
KUROKAWA,  S 

09Ull2 
KUTSENKO,  TA 

098711 
KUZIN,  MI 

09371 
KVA3Z,  i 

09398 

KY,  DN 

0931l7 

L'HERMINE,  C 

09628 
lABO,  0 

09506 

lAESSIG,  RH 

092111* 
LAOACHE,  9 

091i23* 
LAKHANPAL,  VP 

09861; 
LALIONI,  R 

09337 
LAMBERT,  R 

09053* 
lAMBILLIOTTE.  JP 

09515* 

LAMON,  EW 

09561 
LAMSFU3,  C 

09167 
LAN,    NT 
091l32* 
lANDY,    MS 

09201* 
LANODON,  DE 

0921l2* 
LANGE,    W 

09760 
LANNEY  DE  COURTEN,  E 

09622 
lANZILLO,  F 

09308 
LAPIN,  MD 

09360 
lAPINA,  01 

09360 
lAHQIADER,  F 

09U16 
LARSSON-COHN.  U 

09710* 
LASSERRE,  J 

09US3 
LATOTZKI,  H 

09625 
LATTANZI,  A 

09312 
lAUBIE.  M 

09379* 
lAUNIALA,  K 

09865 
LAURENT,  J 

09212* 
LAURENT,  JC 

09552 
LAUIER.  J 
09290* 


LAWSON,  EH  JR. 

09536 
LAWSON,  HH 

0931i2 
LAZAR,    D 

09397 
LAZDUN3KI.  M 

09090* 
LECCE,  JQ 

09022* 
LEDRU,  J 

09661 

LEE,  OH 

0906S* 

LEE,  FI 

093111 
LEE,  3 

09119* 
LEEK.  BF 

09039* 
LEFEBVRE,  J 

09Sll7 
LEFHANO,    Q 

09013 
LEGER,    L 

09239* 
LEQQE,  DA 

09793* 
lehmann,  D 

09691 
LEHMANN,  FG 

09691 
LEHNERT,  U 

09761t 
LEHNERT,  W 

09036 
LENQ  LEVY,  J 

091tllO 
LENQ,    B 

09ilU0 
LEONIDAS.    JC 

09250 
LERNER,  J 

09033 
LE3BH0S,  F 

09556 
LETAWE,  P 

C9799* 
LEV,    R 
093113 
LEVENDIUK.    A"^ 

09193 
LEVENSON.  SM 

O96OI1 
LEVI.  JU 

09161* 
LEVIN,  JN 

09616 
LEVINSKY,  L 

09U27* 
lEVRAT.  M 

09297* 
LEVTOVI,    0 

09756 
LEV1I3,    JD 

09116* 
LICASTRO.  R 

C986k 
LIEBER,  A 

09512* 
LIEBERMAN,  I 

09160 
LIEBEPMEISTER,  H 

O9OO6 
LIFSHITZ,  F 

09657 
LIQHTNER,  DA 

09101* 
LIQNY,  a 

O9O6U 
LILL.  0 

09565 
L1MA3,  OJ 
09295* 


CA 


LIN,  GJ 

09112* 
LINARES, 

09211* 
LINE,  JF 

09023* 
LINDER,  MO 

09009 
LINDNER,  AE 

09230 


LINENEP,  J 

09788 
LI'»D3AY,  J 

09201* 
'LINNA,  ►'! 

O92UI1 
LIN3CH0T>:N,  V 

0931ili 
LlSEhSKI,  Q 

093il7 
LIWEA,  0 

09165 
LOBZOWSKI,  J 

C9672 
LOCALIO,  SA 

09121;* 
LODI,  L 

096S3 
LOESCHKE,  K 

09030 
LOE«ENECK,  H 

090111 
LOjrA,  Z 

09I185 
LOKKEN,  P 

09215 
LOMEARTS,  AJPF 

09209* 
LONOSIREIH,  GF 

09615* 
LOPEZ  OUIJADA,  C 

09166 
LOPEZ,  H 

091i90 
LOPEZ,    "A 

09099 
LOPUNOVA,  ZK 

091iOe 
LORENZ,  HJ 

09231 
LOUYOT,  P 

09333 
LOWE.  JE 

09C21* 
tOWFNFElS,  AB 

09612 
LOiOUE,  J 

0951il 
LUB'!NSII.  J*' 

09358 
LUCAS  GALLEfO,  J 

09601 
LUCAS,  CE 

09376* 
LUCAS,  D 

09219       09602 
LUDVilG,    RN 

09686 
LUDWIQ,  «M 

09523* 
LUKAC,  *1 

09636* 
LUKOMSKI,  L 

09575 
LULL,  RJ 

09227   09655* 
LUNQU-MIHAILE3CU,  R 

09361* 
LUMIE,  " 

09522* 

LUTZ,  J 

09190* 

LYON,  H 

09662 

MAASS,  1 

09692 
MACKAY,  IR 

09301* 
MACKR^LI.,  TN 

09068* 
MACLEAN.  LD 

09709* 
MAOURA,  M 

097m 
MADANAQOPALAN,  N 

095511 
MADDEN.  JL 

09529   0951lC 
MAQNUS30N,  G 

09716 
MAHBOUdI,  E 

09260 


MAHHUD  DURRANI.  A 
09326  09668 

MAHOUR.  GH 
09249 

MAIAT,  VS 

091113 
MAILLARD.  JP 

091»23« 
MAINETTI,  JM 

092119 
MAISTERRENA.    JA 

09216 
HAJEWSXI.  PL 

09716# 
MAKAREVICH.  lA 

09580 
MAKOSKI,  HB 

091l77 
HAXSOUD,    JQ 

09602* 
MALArOSSE,  M 

095U1 
MAllNOVSKI,  NN 

09630 
MALIEIN,  R 

0961l3» 
MALVAR,  P 

09511* 
HANN,  K 

09060* 
MANOUHOFF.  J 

090811 
MANSUROV,  KK 

09791 
MANTOVANI,  S 

09323 
MANZONI.  A 

09337 
HARANO,  R 

09851* 
MARCHANC,  F 

09103* 
MAROUIIS,  AF 

097911* 
MARKEIOVA,  IV 

09093 
MARKEIOVA,  VF 

09105* 
MARKIN,  SP 

09332 
HARKKANEN,  T 

09635* 
MARXO,  OP 

09569 
MARKS,  IN 

09U79* 
MARNER,  IL 

09229 
MARSHAX,  RH 

09230 
MARTIN,  A 

09121* 
MARTIN,  DR 

09631* 
MARTIN,  J 

09609 
MARTINEAU,  Ql 

096U1* 
MARTINEILI,  Q 

09505 

MARTINEZ  OARZA,  V 

09857 
HARTINOD,  FS 

09536 
MARTONFFl,  K 

09610 
MAS'OKEVIOH,  VN 

09695 
HASOHENKO,  RQ 

09352 
MASIH,  B 

09612 
MA3K0V,  0 

09531 
HA3SA,  JL 

09281 
MA3UR,  R 

0961(5* 
MAI8UM0T0,  K 

09362 
MATSUSHIMA.  Y 

09111* 
MATTERN,  R 

091l62 


MATTHEWS,    DM 

09032 
MATTHEWS,  WJ  JR. 

09600* 
MATURO.  H 

09293* 
MAUREl.  0 

09885 
MAURER,  3 

098211 
MAY,  H 
09576 
MAZURE,  FA 

09171* 
MAZURIK,  MF 

091l0U 
MCBRIEN,  MP 

09US7 
NCCOLLUM,  BW 

09725* 
MCCRANN,  DJ 

09706 
MOOLaUQHLIN,  FS 

092UO* 
MCLEOD,  DA 

09726* 
MCLLRATH,  DO 

09163* 
MEADE,  RC 

09111** 
MEEDER,  WR  JR. 

09807* 
MEHTA,  D 

09780* 
MEHTA,  OS 

09U89 
MELLINS,  HZ 

09535 
MENDELOFF,  AI 

09666 
MENOUY,  R 

09278 
HENI3,  0 

09131* 
MERLE,  M 

09212* 
MERLO,  0 

093211 
MERTZ,  DP 

09060* 
MESSELOFF,  CR 

09760* 
ME3SER,  M 

0911;2 
MEYEHINO,  t 

09029* 
MQBODILE,  MUX 

09106* 
MICHAEL,  AI 

09660 
MIOHALXE,  W 

09757 
MICHEL,  A 

09619* 
MIELKE,  FW 

09U26* 
MIETEN3,  C 

091(96 
MIGLIO,  F 

09506 
MIQUET.  J 

09U76 
MIKAT,  DM 

0952b* 
MILBV,  B 

09696 
MILLER,  a 

09279 
MILLER,  WV 

09733* 
MIMOONE,  0 

0961(9* 
MINOEV,  M 

09783 
MINIHAN,  FT 

09600* 
MIRANDA,  C 

09192 
MISHALANY,  HO 

091(50 
MI3HRA,  KO 

090U1( 
MITCHELL,  DN 
091(78 


MITCHELL.  WD 

09601* 
MITIN,  IV 

09265 
MITOMI,  T 

09259 
MIZUKAMI.  T 

09130* 
MIZUNO,  T 

09072* 
MOBERT,  3 

091(22 
MOCHIZUKI,  F 

09385 
MODAN,  E 

09800* 
MODELSKI.  W 

09316 
MOELLKH,  RK 

09277 
MOINE,  C 

09797* 
MOLINIER,  A 

096K9* 
MONAOHELLO,  A 

09323 
MONAKHOV,  BV 

09351 
M0N0E3,  A 

091(87 
MONNIER,  JP 

09195 
M0NTEFU3C0,  CB 

09180* 
MONTQOMEPy,  JL 

09656* 
MOREAUX,  I 

09516* 
MOREIRA,  A 

09389 
MOREL,  CJ 

09211*  09391 
MORQAN,  JR 

09737 
M0RI39ET,  JA 

09086* 
MORIUCHI,  S 

09176 
MORIYAMA.  T 

09160 
M0R03INI.  3 

09221( 
MORROW,  RH  JR. 

09727* 
MORSE.  LJ 

09730* 
MORSON,  BC 

09573     095911 
MOSLEY,    WH 

098119* 
MOSORA.    N 

09883 
MOSS,  AA 

09136* 
MOSS,  0 

09305 
M03S0i<  OSTROWSKA,  J 

09671 
MOULIN,  A 

09297* 
MROCZKA,  A 

09872 
MUQIN3HTEIN,  EA 

09611 
MUHE.  E 

09562 
MUHLBACHER,    I 

091(61 
MUKHERJEE,    AP 

091(li5 
MULLEH,    JHA 

09663 
MULLEH,  3 

09692 
MULLER,  T 

098111 
MUNCHENBERO.  C 

09757 
MUNOZ  CALVO,  R 

09601 
MUN3TEH,  W 

09219   09602   09670 
MURAKAMI.  K 
09369 


MURATA.  T 

09130* 
MU^OHISON,  LE 

09P01* 
MUHIE,  ') 

09236 
MURILLC,  A 

09r99 
MURFHY,  JF 

09730* 
>!IISGR0V?,  JF 

C965C* 
«USIAIC«iICZ,  3 

09627 
MY9IK,  M 

0976U 

NAFEI,  A 

09886 
NAilAPATNAf.  N 

09722   097?lj* 
NAGIER.  FP 

C9726* 
NAJik-OD,  N 

0925U 
NAHPWOir.  El 

09138* 
NAHUf^,  H 

09797* 
NAKAGAWA.  Y 

C9137* 
NAKAJI,  :n 

09119* 
NAK*MUPA,  T 

09678 
NAKATANI,  M 

09609 
VAKAYASU,  A 

C9C11 
NANCE,  FO 

09808* 
^lARODETSKAIA,  PV 

0910S* 
NAiJSiNG  PAO,  G 

09ft9C 
NARURKAE,  L 

09132* 
NASCA,  S 

09122* 
NA3EEK  AHMED  SHAH,  S 

09336 
NASli,  T 

09651* 
NAVEIRO,  JJ 

09211* 
NAWROCKI,  P 

09681( 
NFLSEN,  TS 

09C50 
NESSELROD,  JP  SR. 

09513* 
NESTERIN,  MF 

09105* 
NEUHAUS,  OW 

09165 
NEwCOrtEi?,  AD 

09615* 
NEWVAN,  JH 

091*  )(3* 
NICOLAESOU.  T 

09lili6 
NIOHBERT,     EJ 

09807* 
NIKORA.  PI 

09350 
NIL,«iS0N,  S 

09633* 
NIShlGAKI,  I 

09137* 
NISHIKA'.'IA,  M 

09651* 
NITSCHKK,  J 

09275 
NIWA,  H 

09368 
NODA,  K 
09133* 
NOLAN,  JP 

09007 
NONCMUPA,  Y 

09010 
NORDQREM.  L 
09091* 


NOREN,  0 

09175* 
NOBIO,  R 

09665 
NORRIS,  JEC 

09716» 
NOTEBOOM,  G 

09123* 
NOUCHET,  If 

09560 
NOVQOROBSKAlA,  Tl 

09577 
NOVIS,  BH 

091i79« 
NOWAK,    S 

09082 
NOKAK,    W 

09829 
NOWQORODSKAJA,  TI 

09528* 
NOWICKI,  S 

09082 
NUBOER,  Jr 

09816 
NU3YN0WIIZ.  Ml 

09655* 
N\!HUS,  LM 

09116* 

O'BRIEN,  TF 

09730* 
O'KEANE,  M 

09329 
O'NEILL,  MN 

09007 
OBER,  WB 

09537 
OBREZ,  I 

09U6O 
OBELL,  QB 

09126* 
ODORI,  Y 

09320 
OBFTEPINQ,  T 

09877 
OEHIERT,  W 

09792* 
OHLIN,  P 

09052* 
OHLSSON,  K 

09080* 
OHM,  WW 

09163 
OHSaWA,  T 

09130* 
OLIARO,  A 

09U)l3 
OLIVER,  IT 

09156 
OPPENHEIM,  BE 
09226 

oRLorr,  Mj 

09119* 
ORLOV,  AN 

09356 
ORMAI,  S 

09618» 
OSO.  L 

09069* 
OSBORNE,  JC 

09813 
OSEMLAK,  J 

09000* 
OSTRIN,  PI 

09611 
OTTE,  P 

09761 
OTTO,  HF 

09U8^* 
OVtOR,  R 

09835 
OZAVA,  K 

09130* 

PACE,  JL 

09008 
PAGE,  R 

091v66 
PAOLIA,  MA 

09300* 
PAI,  SH 

093li3 
PAIRENT,    FW 

09087* 


PAKULIAK,    II 

09619 
PALMJiR.    WM 

0961il» 
PALMIERl,    M 

09170* 
PAlONSKY,  I 

09U38 
PaNARINA,  LK 

093S1 
PANTSIREV,  1M 

09331 
PAPA,  OJ 

091^01 
PAPP,    M 
09618* 
PAPPA3.    0 

096ltl* 
PAQUfiT,    KJ 

09789 
PARIDE  CONTE,  V 

09806* 
PARIS,  R 

091117 
PARISH.    WE 

091i98 
PARODI,    H 

09122* 
PARODI,  HC 

09089* 
PASCAUD,  X 

09379* 
PASOHEN,  K 

09092* 
PA3KEY,  TA 

092111* 
PATTI,    J 

0961i5» 
PATTI,    JA 

09600* 
PAULLEY,  JW 

09596 
PAWELCZAK,  M 

09U19 
PAYMASTER,  JC 
09860 

pearlman,  dm 

09Sll2 
PEARSE.  AGE 

09003* 
PEOK.  DA 

09510* 
PECTOR,  JC 

09518* 
PECINIELLI,  I 

09809 
PEIRIS.  DC 

09722 
PILAVIERRE.  P 

09303* 
PELEY,  I 

09663  09682 
PELTOLA,  0 

09635* 
PELZER.  H 

09153 
PEND3E,  PP 

09612 
PENN,  I 
0961il* 
PEPPERCORN.  MA 

09182* 
PERA  MADRAZO.  C 

09310 
PERASSI,  R 

09121* 
PERDRIX,  A 

09681 
PEHHEENTUPA,  J 

09865 
PERLEY,  JE 

09115* 
PERRY,  PM 

09393 
PERUMAL,  JRA 

09887 
PETENYI,  CW 

09870 
PETERS.  HJ 

09209* 
PETIOROW,  N 

09523* 
PETRONl,  VA 
09878 


PETROVICH,  FN 

09lt03 
PETURS30N,    MK 

09201* 
PHILIPPI.  PJ 

09536 
PHILLIPS.  B1 

09839* 
PHILLIPS.  PW 

09200* 
PHILLIPS.  SF 

09023* 
PICARC.  J 

09652* 
PICHON.  A 

O9I1S6 
PICKERING.  LI 

09213* 
PIEDAD.  OH 

09603* 
PIEGZA,  3 

096911 
PIERCE,  NF 

091i2l4* 
PIETRANERA,  P 

O97I18 
PIKE.  BF 

09536 
PIKKARAINEN,  PH 

09126* 
PIKULINA,  KG 

09630 
PINCHUK,  LA 

09607 
PINEL,  J 

09239* 
PINKHASOV,  II 

09580 
PIROTIE,  J 

09700 
PISARSKAIA,  IV 

09696 
PISTOLESI,  OF 

09191i 
PITOT,    HC 

09132* 
PITOUT,  MJ 

09713* 
PIZZOCARD.  G 

09268 
PLAA.  GL 

09110* 
PLANETA  MALECKA,  I 

09082 
PLATINI,  S 

09U37 
PLATT,  D 

09113* 
PIENGVANIT,  0 

09653* 
PLETMEV,  VN 

09770 
POOHACZEVSKY.  R 

09302* 
P0D1ELET3,  VF 

09627 
POINTNER,  H 

091U11 
P0KIE3ER.  H 

09613 
POLAK,  JM 

09003* 
POLAK,  M 

09003* 
POLESZAK.  J 

09693 
POLJUKHOVA,  HN 

09568 
POND,  WO 

09095 
PONKA,  JL 

09509* 
PONTES.  JF 

09806* 
POPA,  0 

09766 
POPOVA,  W 

09257 
POPOW,  J 

09627 
PORQUEZ,  JM 

09620* 
PORSTMANN,  V 
09602 


POSTOVIT,  VA 

09770 
POTET,  f 

09629 
POUBEL.  J 

09333 
POWELL,  JR 

0<'1)02 
POZNANSKA,  H 

C971l6 
PRAEAL,    Q 

09013 
PRAHARAJ,  KC 

09ll92 
PRICE,  JB  JR. 

096511* 
PPIfSTLV,  BG 

0911C* 
PPINCE,  AM 

09732* 
PPINQLE,  EM 

05507 
PBODKOM,  I 

C9766 
PROTOKLITOVA,  N3 

09775 
PROYE,  C 

091l23* 
PULETII,    EJ 

09208* 
PIJLVARSKA,    E 

09831 
PUTZKE,  HP 
09100 

OUANDALT.E,  P 

09628 
OUIEOLI,  A 

09016   09626 
0UI3TAE,  QB 

09101* 

PACETIE,  P 

09267 
PACHAII,  M 

09661 
RADECKI,  T 

09380*  09393* 
RADLOWS^A,  Z 

09831 
BADU,  D 

C9668   09866 
RADZIK0»ISKI,  A 

C9676 
BAFFA,  FC 

09261 
RAHMAN,  MA 

09639* 
BAINOLDI,  JL 

O9I138 
HAMAChA-JDBAN,    3 

09887 
RAMADAN,  MA 

09660 
BAMEAUD,  JC 

O9I133* 
PANIV0ALI3ON,  D 

09609 
BANSON.  JHO 

091211* 
BAPP,  W 

09076* 
RA3CHKE,  E 

09769 
BATZAN,  KR 

097311* 
BAUTUREAU,    J 

09299* 
BEOKZEH,  P 

09758 
OEDDI,  TG 

09157 
PEED,  JD 

090714*  09075* 
BEES.  RJW 

091l76 
BEID,  WD 

09102* 
BEIHEB,  P 

09663 
PEISMANN,  B 

09565 
BEITZIQ,  P 

0931;7 


RENAULT,  P 

09303* 
RITTORA,  0 

09832 
RIYNCLDS,  DG 

09172*  09191* 
RHODES.  J 

095S2* 
RIABTSEV,  VQ 

09371 
RIBEIPO  QE  CARVAIHO.  F 

09338 
RIBERA,  MT 

09837 
RIBET,  A 

09073*  09699 
RIBET,  M 

09626 
RICHARD,  R 

09239* 
RICHARDS,  EA 

09069* 
RIOHET,  0 

091133* 
RICHSHOrFER,    N 

09720 
RICK,    W 

09057 
RIDER,  JA 

09208* 
RIDER,  RD 

09206* 
RIEDE,  UN 

09135* 
RII3,  P 

09h71*  09S81t* 
RILEV,  SM 

09723 
RIVAL,  M 

09622 
ROCA.  M 

09837 
RODOLICO,  R 

09225 
RODRIQO,  M 

09Slt6 
RODRiaUES,    H 

09192 
RODRIQUEZ  MENDEZ.  T 

09591 
ROESCH,  CB 

095611 
ROQACHEVA,  VS 

09257  09287 
ROHHAN.  M 

09612 
ROHR,  HP 

09135* 
ROLINQ,  QT 

0921ll* 
ROMAN,    D 

09771 
ROHANIUK,  PA 

09602 
ROMANOS,  A 

09310 
ROMANSKA,  K 

09677 
RONCORONI,  E 

09293* 
RONNBERQ,  AL 

090911 
ROONEY,  JC 

09666 
ROPOHL,  D 

09788 
ROSEN,  H 

09119* 
R09ENQUI3T.  OJ 

09U83* 
ROSS,  ST 

09511* 
ROSSI,  P 

0961t7* 
ROSaiFAL,    E 

09501 
ROSSNER,  S 

09710* 
ROSSON,  RS 

09e5U 

Roux,  r 

09720 

ROUX,  MM 

09812 


ROWE.  RJ 

09585* 
FOYER,  M 

09592 
ROZANOV,  B3 

09332      091tliP 
ROZANOV,    IL 

091l61i 
RUBIES    PRAT.    J 

09792 
RUDENSKAIA.  IN 

09775 
RULLI,  A 

09271 
FUOFF,  M 

09230 
RUSANOV.  AA 

09266 
RUSKIN.  a 

09205* 
RUSSO,  D 

09587 
RUTTER.  tfJ 

09055* 
RUZIOKA,  FF.  JR. 

0961i7* 
RYLLO,    QV 

097S5 

SABATER,  P 

096113* 
SABATINI.    D 

09010 
SAHA.  SP 

0956U 
SAI,  FT 

09727* 
SAID,  M 

09861 
SAKITA.  T 

09368 
3ALAH,  M 

09886 
SALEMBIEH,  MY 

09606 
3ALEMBIER,  Y 

09796* 
SALQANIK,  RI 

09078* 
SAIMI,  H 

09U80* 
SAMOKHVALOV.  VI 

09873 
SAMUELS,  QAS 

09567 
SANDERS,  DJ 

09075* 
SANDERS,  TO 

09055* 
SANDLER,  M 

09500 
SANDOZI,  MX 

09890 
SANKALE,  M 

09703 
3ANTILLAN  VILLASENOR,  M 

09598 
SAPOTA.  J 

096911 
SAPOUNOV,  3 

09263 
SARLES.  H 

09086*  09127* 
SATOH,  3 

09065* 
3AUBIER,  EC 

09702 
SAUNDERS,  SJ 

0961iO* 
SAVEL'EV,  AK 

09079* 
3AV0SCHENK0.  IS 

09370 
SAWA,  A 

09285 
3AWADA.  M 

096SU* 
SCAFFIDI,  L 

09031   09375 
SCARABELLI.  L 

09SliH 
SCARAMELLINO.  Q 

09566 


SCARPELLI.  S 

09587 
SCHABORT.  JC 

C9713* 
SCHAfiFER,  JVi 

09512* 
SCHAFiR.  H 

09«21i 
SCHALL,    QT- 

09203*  096«9 
SCHARf.  R 

09071* 
SCHATZKI,    v>r 

09151; 

3CHBIN8ERQ,  IH 

09776* 
SCHEININ.  TK 

0921lU 
3CHENK.    vr,    JR. 

09781* 
SCHERSTEN,  T 

09633* 
SCHIAU.  S 

091lU6 
SCHICKEDANZ,    H 

093U5 
SCHIMHELPFENNIG,  W 

09670 
SOHJONSBY,  H 

098li5* 
SCHMIDT,    A 

096811 
SCHMIDT,    H 

0901i2      09092* 
SCHMIDT,    W 

09533 
8CHMITT  KOPPLER,  A 

09335 
SCHMIIZ,  A 

096119* 
SCHNORR,    B 

09113* 
SCHOBER,  A 

09731* 
3CH0NHEYDE'!,  F 

096311* 
SCHRAIiiF,  M 

09171* 
SCHREIBER.  r} 

09159 
SCHROTER.  M 

09533 
SCHRYVER.  HF 

09021* 
SCHULZ.  U 

09289* 
SCHULZE,  H 

09151 
SCHUMER,  H 

09118* 
SCHWAQER.  A 

09692 
SCHWARTZ.  " 

09068* 
SCHWARTZ.  MZ 

09117* 
SCHWARTZ.  SS 

09586* 
SCHWARTZ.  TH 

0921U* 
SCHWEDER.  N 

09261 
SCHYN3.  E 

09516* 
SCOPPETIA,  FP 

09322 
SCOTT,  DF 

09631* 
3EALY,  R 

091l79* 
SECHI,    L 

09323 
3EIFTER,  E 

09822 
SEIFTER,  J 

09622 
SEKINO.  T 

093611 
SELEZNEV.  IK 

09568 
SELLERS,  J 

0961i3* 
SELZER,    Q 

09U79* 


SEOQEVNIIO,    VV 

09S97 
SliWNIA,    0 

C92S3 
SEROR.    J 

09L15 
SGOUTAS.  ns 

091113 
9HALIK0V.  II 

0<5193 
SHAMMAA,  MH 

09273 
SHANBOJB.  LB 

09186* 
SHANI,  y 

09600* 
SHANK.  "JC 

09719 
SHAPIRO.  SF 

09571 
SHAPKIS.  VS 

09859 
SHAPMA,  OP 

09e6u 
SHARMA.  TE 

096811 
SHAROV.  V3 

09317 
SHARP,  ? 
.091i6S 
SHEAHAN.  DO 

09298* 
SHEERIN.  H 

09C33 
SHERLOCK.  P 

09292* 
SHIEBER.  W 

0951l3 
SHIVMN.    Py 

09223 
SHIN'DO.    K 

095111* 
SKINQAKI.  M 

09*09 
SHIPAKARE,  H 

09367 
SHIRES,  TK 

09132* 
SHIISTiR,    L» 

09353 
SIPOHOV,  JJ 

091161* 
SILIO,    r 

09169* 
SILVIS,  SE 

092911* 
SIMOES.  JE 

09311 
SIHON,  JB 

09759 
SIMON,  K 

0970S 
SIMON.  L 

093711 
SIMON.  M 

09663   09682 
SIMCNETTI,  V 

09  H3 
SIMONS.  MJ 

0975U 
SIMONYI,  I 

0911  li7 
SIMPKINS.    KC 

09520* 
SIMPS01.  JA 

096511 
SIMSON,    P 

09032 
SINDHVANANEA.  K 

09653* 
SINGER.  D 

09321 
SINGH,  TJ 

09Cllll 
SINGLEVICH,    TE 

09107* 
SIONUMA.  S 

09609 
SIVAKUWAP.  B 

09157 
SJOSTROM,  H 

09175* 
SKALA,  J 

09177 


SKODACEK.  0 

09255 
SKOV,  PE 

0963U* 
SLEISENQER,  MH 

09173* 
SLIWA,  r 

09856 
SMACJA,  K 

o9euo» 

SMIQLA,  K 

09li29*  09677 
SMIRNOV,  KV 

09026« 
SMITH,  EH 

C92li2« 
SMITH,    ER 

09879 
SMITH,    S 

09329 
SMITH,  Vrt 

09295* 
SMY,  JR 
0907U* 
SNOOK,  JT 

09095 
SNYDEP,  V 

09095 
SOKOLOV,  VI 

09630 
SOKOIOVA,  TF 

09707 
SOLER  OBRADORS,  M 

09792 
SOLER,  EJ 

09808* 
SOMBOONVIT,  V 

09U68 
SOMOOYVAHI,  K 

09876 
SONDERKAMP.  H 

091t28* 
SOTNICHENKO,    BA 

09859 
SOTNIKOV,  VN 

09360 
SOTXSIAK,  A 

09288* 
SOUDEK,  K 

091il7 
SOUTHOATE,    J 

09500 
SPAHN,    U 

0976U 
SPAROO,  BH 

09659 
SPECK,  B 

09650* 
SPENCER,  RP 

09185* 
SPIRO,  HM 

09a5U 
SPOSITO,  M 

09878 
SRAER,  JC 

09U33* 
8R1NIVASAN,  K 

09Slt2 
STACNICOV,    0 

09327 
STAQO,  BH 

098U7* 
STALPORT,  J 

09799* 
STANCU,  S 

09327 
STANLEY  BROWN,  EG 

09530 
3TANTS0,  EV 

09593 
STARZL,  TE 

096U1* 
STATE,  D 

09751 
STEARNS,  MV  JR. 

09558 
STEENBECK,  L 

09318 
STEFENELLI.  N 

09mil 
STEQQERDA,    ER 

09205* 
STKIOMANN,  T 
09665 


STEINMAN,    A 

09638* 
STkiLMASIAK,    M 

09000* 
STELZNER,  E 

092li7 
STEMPIEN,    SJ 

09296* 
STERNBERO,  A 

09522* 
STERNLIEB,  I 

C9776* 
SIIELOW,  W 

09232 
STOCKINQEP.  L 

091U!l 
STOEOKERT,  I 

09029* 
STOIOA,  T 

09327 
STOPIK,  D 

09li28* 
STRASBERQ,  7. 

09611t* 
STKASSLE,  H 

09135* 
STRAUSS,  V 

09566 
STHE6EL,  L 

09126* 
STREOKER.  HJ 

09161 
STRICKLAND,  RQ 

09301* 
STRIMBEANU.  I 

09321 
STRODE,  JE 

091^11 
STROPNIK,  J 

09U6O 
STRZELEOKI,  I 

09U53 
STUBER,  JL 

09210* 
SUAREZ  SAVIO.  0 

09189* 
SUAREZ,  JRE 

09070* 
SUGAMA,  C 

09376* 
SULLIVAN,  BH  JR. 

0968S 
SUMBATOV,  LA 

09603 
SUNDMACHER,  R 

09731* 
SUPIOT,  A 

0961i9* 
SUIEDJO 

09U95 
SUZUKI.  T 

09011 
SWAN,  KQ 

09172*  09191* 
SVANIKER,  0 

09738 
SWARTZ,  HM 

09116* 
SYDOW,  0 

0966U 
SYIVEN.  0 

090211* 
SZANYl,    I 

09U99 
SZARVAS,  F 

09786 
SZCZEPANSKI.  Z 

09677 
SZKLANNY,  J 

0931l9 
SZMUNESS,    W 

09732* 

TABAQCHALI.  S 

098U5* 
TADEI,  A 

09560 
TAQER,  6 

09637* 
TAHAKA,  E 

O939I1 
TAIOHERT,  LG 

09557 


TAKASAN,  H 

09130* 
TAKASI,  S 

09176 
TAKEDA,  H 

09130* 
TAKESHIQU,  K 

0965U* 
TAKEUOHI.  0 

09085* 
TAKEUOHI,  T 

09205* 
TAMIR,  I 

09756 
TAN,  DTD 

09296* 
TANASIIENKO,  ID 

09621 
TASSARA,  AM 

09752 
TATARINOV,  IS 

09695 
TAYLOR,  PC 

O96UI1* 
TEDO,  I 
09111* 
TEISSIER,  P 

09721 
TELLO,  C 

09218 
lEMESREKASI,  K 

09679 
TEMPERLEY,  JM 

096^7* 
TEMPLETON,  AC 

09561 
TEMPLETON,  AW 

09210* 
TEODORESCU,  T 

09751 
TEPPERMAN,  J 

0960U*  09805* 
TERBLANCHE,  J 

096L0* 
TERPIS,  0 

09303* 
THAMBUQALA,  RL 

09096 
THEISINGEO,  W 

09386 
THELEN,  M 

0970U 
THIEIE,  0 

09625 
THIEME,  R 

09388 
THIMM,  R 

09232 
THIRUNAVUKKARASU,  TK 

09539 
THOM,  AF 

09802* 
THOMAS  00 
■  09665 
THOMASON.  MB 

091811* 
THOMPSON,  JH  JR. 

09669 
THOMPSON.  BS 

O9I8I1* 
THOMSON,  DMP 

09226 
THOMSSEN.  R 

09731* 
THOR,  P 

09380*  09383* 
THORSOE,  H 

09570 
THOW,  QB 

091i26* 
TICE,    DA 

09187* 
TILSON,  MD 

091i52 
TIMASHKEVICH.  TB 

09083 
TOLENTINO,  P 

09752 
TOLMAN,  KO 

09236* 
TORNOCZKY.  J 

09623 
TOUBOUL,  JP 
09787 


TOULOUKIAN,  BJ 

C918S* 
TOUKI,  V 

09196, 
TOUFNUT,  R 

09073* 
TOVAR,  E 

C9218 
TBAVIESP,  CB  JR. 

09506* 
TREAT,  E 

09166* 
TREICHLEP,  J 

09151 
TRIVEDI,  OR 

09555 
TPNCVEC,  J 

09610 
TPOFIMCV,  VM 

C9765 
TRONOONI,  JC 

09U67 
TROTOUX,  J 

09239* 
TROUT,  DL 

09C2S* 
TRUCHOT,  P 

09297* 
TRUEBLOOD,  HW 

09510* 
TRUFLOVE,  SC 

C93U1 
TSAPOK,  PI 

09097 
TSUCHIE,  F 

C913U* 
TSUKADA,  K 

09160 
TSUNOCA.  A 

09111* 
TSUZUKI,  T 

O92I18 
TUCHINDA,    3 

09653* 
TUID'ANOV,  HK 

0951l9 
TUITE,    J 

0961*2* 
TUSA,    S 

09505 
TURAEV,  RN 

09365 
TUHDIEV,  KT 

09019 
TURNBULI,  RB 

09366 

TUR8I,  A 

091i20 

UEKERMANN,  U 

09880 
UOOLOTTI,  a 

O922I1 
ULANO,    HB 

O9I86* 
ULIAL,  ?R 

09632* 
UMANSKII,  MA 

09871k 
UNQAR,  3 

09301* 
UNZAOA  MARCO,  T 

09601 
URBAN,  J 

09159 
URCA,  I 

091i27*  09S22* 
UTHMAN,  SM 

09273 
UTSUMI,  Y 

09368 
UYS,    CJ 

093311 

V   LOH,    D 

09129* 
VAEUSOBN,  N 

O9I168 
VAINSHTFIN,    30 

09U10 
VALCAVl,  U 

09150 
VAIENKEVICH,  IN 

09U63   09626 


VAN  CANTFORT,  J 

091U8 
VAK  DE  VATER,  JH 

0928U 
VAN  DELLEK.  RQ 

09S89 
VAN  CER  COES,  I 

09252 
VAN  MIERT,  ASJPAK 

090U9 
VANT91AN,  EN 

093S7 
VANTTINEN,  E 

O92I1I1 
VARCO,    RL 

09117* 
VAROAS  EE  LA  CRUZ,  J 

09S98 
VASARIO,  U 

09I(U3 
VASIIIEV,  RK 

09O0 
VA3IUK0VA,  EA 

09698 
VAUDOUR,  a 

091l91 
VIBER,    N 

097«7 
VIISSIERI,  C 

09652* 
VEUPOIDI,  RA 

09131* 
VENOUIl,  J 

09532 
VERHASOHE,  M 

09Sll7 
VIR30HRAEQEN,    J 

09S17* 
VIOARI,  r 

09212* 
VIDAI  SANS.  J 

09399 
VIDINS.  £1 

092113* 
VIONAL,    J 

09SS6 
VIZKARI,  SJ 

09339 
VIlARDELL,  F 

09263 
VILEIA,  MP 

09590 
VINCENT,  E 

09702 
VINCENT,  JP 

09090* 
VINOQRAEOVA,  MO 

09371 
VlRANUVATTl,  V 

09653* 
VISCHER,  Tl 

097UU 
VI9HNEV8KI,  VA 

09838 
VIASOV,  VS 

09168 
VODOVAR.  N 

09028* 
VOQEl,  a 

09029* 
VOOIN,  EE 

09106* 
VOLKOVA,  AP 

0977U 
VOLPE,  JA 

09655* 
VOORHESS,  AB  JR. 

09651** 
VOROBIOFF.  S 

09293* 
VOROKKINA,  NO 

09351 
VOROTYNTSEV,  SF 

09330 
VOHTEl,  V 

09708 
VOS,  IJM 

0926U 
VOYER,  F 

09652* 
VnitlARD,  P 

09532 

vaoRi,  J 

09339 


VUORI,  JVA 
09U70 

WACKER.  WEC 

09730* 
WAINfilQHT,  Rt 

09728* 
WALDSOHKIDI,  J 

09815 
WALKER,  IR 

09301* 
WALSH,  JH 

09733* 
WALSHE.  JM 

09790 
HALT,  AJ 

09376* 
WANIEWSKI,  E 

093U9 
WANZJAN,  EN 

09528* 
WATANABE,  KS 

09510* 
VATARI,  N 

09017 
WATSON,  LE 

09733* 
WATSON,  RC 

09657* 
WAWEKNIA,  E 

090UO 
WEBER,  BB 

09808* 
WEBSTER,  PD 

09086* 
WEDELL,  J 

09852 
WEE,  QO 

0951*3 
WEIR,  HF 

09728* 
WEITHALER,  K 

09765 
WEIS,  PB 

09803* 
WELSCH,  KH 

09059* 
WENOER,  J 

09201* 
WENQLE,  n 

09711* 
WENZ,  W 

09877 
WERNER,  B 

09711* 
WERNlCR.    0 

09533 
WESWIO,  PH 

09012 
WHANOER,  PD 

09012 
WHITE,  TT 

09798* 
WRITTEN,  EH 

09200* 
WICMER,  U 

09253 
WILLI,  H 

09280 
WILLIAMS,  ON 

091kei* 
WILLIAMS,  JA 

09U75 
WILLIAMS,  R 

09675 
WILLIAMS,  SW 

09716* 
WILLICH,  E 

09237*  09270 
WILLOUQHBY,  JMT 

09583* 
WILMORE,  DW 

09179* 
WINDORFER,  A 

09036 
WINKELMANN,  F 

091U5 
WINNICKI,  S 

09773  09831 
WIT30HI,  HF 

09103* 
WITTMAN,  I 

09222 


WOJTOWIOZ,  J 

0971i3 
WOLF,  HO 

09203* 
WOLFE,  RD 

092ll2« 
WOLFF,    G 

09290*  09316 
WOLLENBEBQER,  A 

0966H 
WOMAOK,  NA 

09795* 
WONQ,  K 

09739 
WONQ,  YK 

09712* 
WOOD,  BSB 

09712* 
WOODS,  HF 

09125* 
WOODS,  JE 

09183* 
WRIQHT,  HK 

09ii52 
WROBLEWSKA  KAZIMItrpCWICZ.  ^ 

O97I13 
WROBLEWSKI,  T 

09058* 
WULFF,  HR 

09376* 
WULFF,  MR 

09378* 
WUNSCH,  E 

09059* 
WURNIQ,  P 

09262 
WURTZ,  A 

09328 
WYLLIE,  JH 

09392 
WYSOCKl,  H 

09776 
WYSOCKl,  K 

09778 

YACOUB,  RS 

09087* 
YAOI,  K 

09137* 
YAMAHOTO.  4 

096S1* 
YANO,  KP 

09165 
YAP,  EH 

0975U 
YEUNQ,  D 

09156 
YOKOKUHA.  T 

09651* 
YOUNQ,  AC 

09520* 
YOUNO,  WF 

09507 
YU.  M 

0975a 

ZACHARIAS,  N 

09338 
ZAHM,  W 

09780* 
ZAHKINQER,  J 

09159 
ZAKELJ,  V 

09608 
ZALEWSKI.  .T 

09676   09773   09831 
ZAMOHECK.  N 

09298*  0981i2*  0981iU* 
ZAMOJDA,  B 

09829 
ZARZECKI.  K 

09058* 
ZBORALSKE,  FF 

091l83* 
ZDRAVKOVIC,  D 

09251 
ZEHENDEH.  K 

091(77 
ZENTNER,  Q 

09Sli5 
ZEOLITE,  C 

09070* 
ZEPPA,  R 

O9I6I1 


ZHUKOVSKAIA,  AI 

09775 
ZHIIFAM,  VF 

09256 
ZIO,  b 

C9765 
ZIEVE,  PD 

C91i2U» 
ZIMEARC.  Q 

09155 
ZIMf.Ef  .-UN,  HJ 

C97l3» 
ZIMt^£HM*NN,  HB 

09«70 
ZIMt'ON,  I 

09187* 
ZITTOUW,  R 

0971l9 
ZSEBOK,    Z 

09610 
7YCH0WICZ,  C 

091i91; 
ZYTKOWICZ,    7 

09315 


SUBJECT  INDEX 

NUMBERS    FOLLOWED   BY   AN   ASTERISK    (*)    REFER   TO   ABSTRACTS    IN   THE   TEXT.      OTHER   NUMBERS   REFER  TO   CITATIONS   ONLY. 


ABDOMEN    ANQINA 

SEE      MESENTERY    VA3CUIAK    DISliASES 
ABDOMEN    ANQIOQRAFHY 

09219      09877 
ABDOMEN    DIAGNOSIS 

09210* 
ABDOMEN    DIAONOSIS, ACUTE 

09620* 
ABDOMEN    IN    CHILDREN 

09875 
ABDOMEN    IN    CHILDREN, ACUT£ 

091i69 
ABDOMEN    INFECTIONS 

SEE   PERITONITIS 
ABDOMEN  NEOPLASMS, MALIONANT 

091i79*   09851* 
ABDOMEN    PAIN 

09245   09875 
ABDOMEN  PaPACENTESIS 

SEE   ABDOMEN  DIAONOSIS 
ABDOMEN  RaDIOLOOY 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

09219   09302*  0962li 
ABDOMEN  SURQERY 

0921i«   09251   09340   0981i3*  C98S9 
ABDOMEN  TRAUMA 

09863 
ABDOMEN, ACUTE 

09271 
ABSCESSES, LIVER 

09684   09885 
ABSORPTION  STUDY  TECHNIOUES 

09200*  09202* 
ABSORPTION, AOE  EFFECTS  ON 

09022*  090311 
ABSORPTION. AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 

09032   09033 
ABSORPTION. BILE  ACID 

09801)* 
ABSORPTION. CARBOHYDRATE 

09027*  09030 
ABSORPTION. CHOLESTEROL 

090211* 
ABSORPTION, DRUO 

09031   09062* 
ABSORPTION. ELECTROLYTE 

090311 
ABSORPTION. FATTY  AOIE 

09028* 
ABSORPTION. QIUCOSE 

09026* 
ABSORPTION. IRON 

09693 
ABSORPTION. LACTOSE 

091i80* 
ABSORPTION. LARGE  INTESTINE 

09021*  09023*  09029*  09035 
ABSORPTION. LIPID 

090211*  09025*  09362   09370 
ABSORPTION. LIVER 

09723 
ABSORPTION. PHOSPHORUS 

09021* 
ABSORPTION, PROTEIN 

09022*  09032 
ABSORPTION, SMALL  INTESTINE 

090211*  09026*  09029*  09030   09033   091i33*  0981ili» 
ABSORPTION, SODIUM 

09023* 
ABSORPTION, STOMACH 

09036   09062*  09362 
ABSORPTION, VITAMIN  B12 

098U5* 
ABSORPTION, WATER 

09023*  09029*  090311 
ACETYLCHOLINE 

09038*  09061*  09129* 
ACHALASIA 

09278 
ACHLORHYDRIA 

09297* 
ACID  SECRETION, STOMACH 

09058*  09060*  09061*  09063*  09067*  09069*  09070*  09071* 

09072*  090711*  09075*  09078*  09171*  09211*  09231   09232 

09289*  09379*  09380*  09383*  09399   091i75   098li2*  09873 
ACIDOSIS 

09857 
ACUTE  ABDOMEN 

09271 
ACUTE  ABDOMEN  DIAGNOSIS 

09620* 
ACUTE  ABDOMEN  IN  CHILDREN 

091l69 


OOACUTE  PANCREATITIS 

09616*  09617*  09620*  09621*  09623   09621,   09625 
ADHESIONS 

091i30* 
ADHESIVES, TISSUE 

09876 
ADRENAL  GLANDS 

0911i5      093511 
ADRENERGIC    AGENTS 

09038*  09085*  09106*  09172*  09190*  09191* 
ADRENERGIC  BLOCKING  AGENTS 

C90li9   09085*  09129*  09172*  09191* 
AFLATOXIN 

09713*  09719 
AGE  EFFECTS  ON  ABSORPTION 

09022*  0903I1 
AOE  EFFECTS  ON  BILIARY  TRACT 

09000* 
AOE  EFFECTS  ON  GALLBLADDER 

09000* 
AGE  EFFECTS  ON  LIVER 

09001*  09020   09126* 
AGE  EFFECTS  ON  SMALL  INTESTINE 

09003*  09019   09170* 
AGE  FACTORS 

09337  09585*  09626 
AGF.  FACTORS  IN  PEPTIC  ULCbRS 

09386 
ALBUMIN 

SEE   LIVER 
ALCOHOL 
SEE  ALSO   FATTY  LIVER 
SEE  ALSO   PANCRFATITIS 

09088*  09III1*  09127*  09376*  09512* 
ALCOHOL  EFFECTS  ON  LIVER 

C<30S«   09107*  09113*  09638*  0961i3»  096ii9*  09681i 

09787 
ALCOHOL  METABOLISM 

09128* 
ALLERGIES 
SEE  ALSO   IMMUNOLOGY 

09683   09889 
AMEBIASIS 

09598 
AMEBIASIS  DIAGNOSIS 

0961i9*  09656*  09887 
AMEBIASIS  EFFECTS  ON  LIVER 

0961i9*  09658*  0988li   09885   09887   09890 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTFIN  ABSORPTION 

09032   09033 
AMINO  ACID  METABOLISM 

09858 
AMINO  ACID  METABOLISM, LIVER 

09157   09160 
AMMONIA  EXCRETION, LIVER 

09661 
AMPULLA  OF  VATER 

09212* 
AMYLASE 

09055* 
AMYLASE, SERUM 

09087*  09II12   09197*  09639* 
ANASTOMOSIS 

09117*  0957I1 
ANEMIA 
SEE  ALSO   LIVER  DISEASES 
SEE  ALSO   MALABSORPTION  TREATMENT 

09303*  09736   0971l9 
ANEMIA, HEMOLYTIC 

O93I1O   O96OI1 
ANEMIA, IRON  DEFICIENCY 

091l93 
ANEMIA, PERNICIOUS 

09209* 
ANESTHETICS  IN  LIVER  INJURIES 

09118*  09715* 
ANEURYSri 

09307   09629   09702 
ANEURYSMS 

09783 
ANEURYSMS, AORTIC 

092511 
ANGINA, ABDOMEN 

SEE   MESENTERY  VASCULAR  DISEASES 
ANGIOGRAPHY  IN  CANCER  DIAGNOSIS 

09599*  09602   09613 
ANGIOGRAPHY, ABDOVEN 

09219   09877 
ANGIOGRAPHY, GASTROINTESTINAL 

09225   O9I16O 
ANGIOGRAPHY. LIVER 

09193   09196   09638*  0961i7«  09656*  09657*  09670 


OOOOCOOOOOOO 


09722 


AHQIOORAPHY.HESENTEBY 

09U28»  0970U 
ANaiOORAPHY, PANCREAS 

09195   09602   09«07   09613 
ANGIOMA 

091i23» 
ANOMALIES, ANUS 

0951U* 
ANOMALIES, BIIIARY  TRACT 

09807*  09809   09815 
ANOMALIES, CONGENITAL 

0926U   09267   09269   09281   0931i3   093U5   09393   09U35 

09U56   091i92   O9807»  09825 
ANOMALIES, GALLBLADDER 

09829   098311 
ANOMALIES, LARGE  INTESTINE 

0952U*  09538   09565 
ANOMALIES, PANCREAS 

09356 
ANOMALIES, STOMACH 

09333   09362 
ANORECTAL  FISTULAS 

095U9 
ANORECTAL  SURGERY 

09527* 
ANTACIDS 

093U8   09370   091il9   091;27* 
ANTIBIOTICS 

09297*  09522*  09867   09872 
ANTIBIOTICS  IN  LIVER  INJURIES 

096U2* 
ANTICHOLINERGIC  AGENTS 

09171* 
ANTIEMETICS 

SEE   VOMITING 
ANTRECTOMY 

09327 
ANTRUM, PYLORIC 

09211* 
ANUS  ANOMALIES 

09S1U* 
ANUS  FISTULAS 

09533 
ANUS  NEOPLASMS. MALIGNANT 

09533  0953k 
ANUS  TREATMENT 

09550 
AORTIC  ANEURYSMS 

092SU 
APPENDICITIS 

095US   09578 
APPENDICITIS  COMPLICATIONS 

09530   0951l5 
APPENDICITIS  ETIOLOGY 

09870 
APPENDICITIS  IN  CHILDREN 

09567 
APPENDIX 

09516* 
APPENDIX  CANCER 

0951*2 
ASCITES 
SEE  ALSO   CIRRHOSIS 

09606   09861 
ASCITES  IN  CIRRHOSIS 

09780*  09792 
ATHEROSCLEROSIS 

09220 
ATRESIA, BILIARY  TRACT 

09802*  09816 
ATRESIA, ESOPHAGUS 

09255   09261   09269 
ATRESIA, LARGE  INTESTINE 

09U50 
ATRESIA, SMALL  INTESTINE 

091i50     09U53     091t56 
ATROPHIC    GASTRITIS 

09295*  09301*  09303*  09351  0936U  09370 
ATROPHINE 

09189* 
ATROPHINE 

09129* 

BACTERIA 

091iU9   09571   09661   09686   098U3*  09853 
BACTERIAL  TOXINS 

0901;9   091i2U*  0981j9* 
BENIGN  ESOPHAGUS  NEOPLASMS 

092U8 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

09528* 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

091lll6 


BENIGN  STOMACH  NEOPLASMS 

09315   093211   09373 
BEZOAR 

09316 
BEZOARS 

QS855 
BICARBONATE  SECRETION, PANCREAS 

09213* 
BICARBONATE  SECRETION, PANCREAS 

09089*  09092* 
BILE 

09016 
BILE  ACID  ABSORPTION 

098011* 
BILE  ACID  METABOLISM 

09112*  09120* 
BILE  ACIDS 

09110*  0961jS»  09770   0981il* 
BILE  COMPOSITION 

09101t*  09109*  096U5*  09652*  09837 
BILE  DUCT. COMMON 

09138*  09189* 
BILE  PERITONITIS 

09813 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSO   CHOLESTASIS 

09U07 
BILE  PIGMENTS. SERUM 

0920U*  0921U*  09680 
BILE  SALTS 

09136* 
BILE  SECRETION 

09089*  09092*  09101i*  09105*  09120*  09122*  09136*  096U5* 
BILE  SECRETION, DRUG  EFFECTS  ON 

09153 
BILIARY  CIRRHOSIS 

09711*  09786   09790 
BILIARY  ILEUS 

09603*  098211 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
SEE   GALLBLADDER 
BILIARY  TRACT  ANOMALIES 

09807*  09809   09815 
BILIARY  TRACT  ATRESIA 

09802*  09816 
BILIARY  TRACT  CIRCULATION 

091511   09192 
BILIARY  TRACT  CYSTS 

09806*  09808*  09825   09831 
BILIARY  TRACT  DIAGNOSIS 

09791i*  09798*  09802* 
BILIARY  TRACT  DISEASES 

09823   09833 
BILIARY  TRACT  FISTULAS 

09716*  09803*  09838 
BILIARY  TRACT  MORPHOLOGY 

09000*  09636* 
BILIARY  TRACT  MOTILITY 

09127*  09189* 
BILIARY  TRACT  NEOPLASMS. MALIGNANT 

09793*  09800*  09808*  0981U 
BILIARY  TRACT  OBSTRUCTION 

09811   0981U 
BILIARY  TRACT  PERFORATION 

09615 
BILIARY  TRACT  POLYPS 

09799* 
BILIARY  TRACT  RADIOLOGY 

09826 
BILIARY  TRACT  STRICTURE 

09618 
BILIARY  TRACT  SURGERY 

09796*  09797*  09799*  09812 

09632 
BILIARY  TRACT. AGE  EFFECTS  ON 

09000* 
BILIARY  TRACT. DRUG  EFFECTS  ON 

09711* 
BILIARY  TRACT. HORMONAL  CONTROL  OF 

09138* 
BILIARY  TRACT. NERVOUS  CONTROL  OF 

090111 
BILIARY  TRACT, TOXIC  EFFECTS  ON 

09816 
BILIRUBIN 

09101*  09109*  09122*  09131*  0920U*  09206*  09211** 
BILIRUBIN  METABOLISM 

09126* 
BIOPOTENTIALS. GASTROINTESTINAL 

09039*  09068*  09181* 


09813   09817   09821   09831 


Biopsy  IR  CANCEP  DIAQNOSIS 

09286 
BIOPSY, lAPQE  INTESTINE 

09235   09SS6 
BIOPSY  LIVER 

09221   096S5*  09663   09692   09708   0978S 
BIOPSY, RECTUM 

09U71*  09S8U*  095911 
BIOPSY, SMALL  INTESTINE 

09235  09U5S  091i83» 
BIOPSY, STOMACH 

09293*  09295*  0931l7  09375 
BLEECINQ 

SEE   ESOPHAGUS  VARICES 
BIEEDINQ  DIAQNOSIS 

09217   09668 
BLEEDINO  DIAGNOSIS, ENDOSCOPY  IN 

09207* 
BtEEDINO  PEPTIC  UlCEHS 

09386   09392   091(17 
BLEEDING  TREATMENT 

09239*  092911*  0987U 
BLEEDING. COOLING  TREATMENT  OF 

09305 
BLEEDING, GASTROINTESTINAL 

09207*  09217  09291*  09305  09307  09361  09363  09I16O 

09587   09668   09839*  09862   09866   09871i 
BLEEDING, SURGICAL  TREATMENT  OF 

09361   09392 
BLIND  LOOP-INDUCED  SECONDARY  MALABSORPTION 

098U5* 
BLOCKING  AGENTS, ADRENERGIC 

0901t9   09085*  09129*  09172*  09191* 
BLOOD  COAGULATION  IN  LIVER  DISEASES 

097US 
BLOOD  COAGULATION  IN  PANCREATIC  DISEASES 

09616* 
BUDD-CHIARI  SYNDROME 

09666   09682 

CARDIOVASCULAR  SYSTEM 

09238* 
CALCIUM 

09600* 
CALCULI, PANCREAS 

09619* 
CANCER 

09506 
CANCER  CHEMOTHERAPY 

09616* 
CANCER  DIAGNOSIS 

09330  09352  09353  09359  09U79*  09656*  09695 
CANCER  DIAGNOSIS. ANGIOGRAPHY  IN 

09599*  09602   09613 
CANCER  DIAGNOSIS. BIOPSY  IN 

09286 
CANCER  DIAGNOSIS. RADIOLOGY  IN 

09367   0967U   09793* 
CANCER  EPIDEMIOLOGY 

09260  09273  09301*  09U70  09703  09800*  09860 
CANCER  ETIOLOGY 

09572 
CANCER  IMMUNOLOGY 

09228   09298*  09561   09691   09695   097Sll   09851* 
CANCER  METABOLISM 

096611 
CANCER  PATHOLOGY 

09300* 
CANCER  SURGERY 

09258   09268   09300*  09308   09323   095l<«  09516*  09528* 

09606 
CANCER  SURVIVAL  RATES 

09508*  09518* 
CANCER  TREATMENT 

093UU   09355   09558   09653*  09667 
CANCER  TREATMENT. RADIOTHERAPY  IN 

0911(6 
CANCER. APPENDIX 

0951(2 
CANCER, DISEASES  ASSOCIATED  WITH 

09573 
CANCER, ESOPHAGUS 

09273   09286 
CANCER, GASTROINTESTINAL 

09860 
CANCER, LARGE  INTESTINE 

09322   09532   09572   09579   09581 
CAHOER, LIVER 

09655*  09667   09695   09703 
CANCER, METASTATIC 

09298*  0931(0   09657*  09667 
CANCER, PANCREAS 

09197*  09606   09630 


09558  09569 


09318 
09357 


09322 
09360 


09323 
0951(7 


CANCER, RECTUM 

09529   0951(0 
CANCEL, STOMACH 

09303*  C9308 

O935I1   09355 
CARBOHYDRATE  ABSORPTION 

09027*  09030 
CARBOHYDRATE  DIGESTION 

091(87 
CARBOHYDRATE  METABOLISM 

09006   091l21i» 
CARBOHYDRATE  METABOLISM, LIVER 

09125*  09155   09233 
CARCINOGENESIS, ESOPHAOUS 

09287 
CARCINOID  SYNDROME 

SEE   CARCINOIDS 
CARCINOIDS 

09292*  0951(2 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

09190*  09603   09622   0961il*  09676 

09770 
CARRIER  STATE, SALMONELLOSIS 

09879 
CATECHOLAMINE  METABOLISM 

09091*  0961(6* 
CELIAC  DISEASE 

09U85  091(9U  091(96  091(97 
CENTRAL  NERVOUS  SYSTEM 

0901(0 
CHEMICAL  COMPOSITION, LIVER 

0911(6   09151 
CHEMICAL  COMPOSITION, STOMACH 

09077* 
CHEMICAL  TOXINS 
SEE   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE   TOXIC  EFFECTS  ON  LIVER 
SEE   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE   TOXIC  EFFECTS  ON  STOMAOH 
CHEMOTHERAPY, CANCER 

09616* 
CHILDREN, ABDOMEN  IN 

09875 
CHILDREN, ACUTE  ABDOMEN  IN 

091(69 
CHILDREN, APPENDICITIS  IN 

09567 
CHILDREN, CHOLECYSTITIS  IN 

09830 
CHILDREN, CHOLELITHIASIS  IN 

09828 
CHILDREN, CIRRHOSIS  IN 

09775  09779 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

09U9U   09861( 
CHILDREN, DUODENUM  IN 

0981(6* 
CHILDREN, ENTERITIS  IN 

09871 
CHILDREN, ENTEROCOLITIS 

091(1(1 
CHILDREN, ESOPHAGUS  IN 

09237*  09255   09270 
CHILDREN, GASTROINTESTINAL  TRACT  Ih 

0901(7   091(61   09862 
CHILDREN, HEPATITIS  IN 

09757   09779 
CHILDREN, LARQE  INTESTINE  IN 

09510* 
CHILDREN, LIVER  IN 

09663   09682   09708   09719 
CHILDREN, MALABSORPTION  IN 

09U93 
CHILDREN, PEPTIC  ULCERS  IN 

09390 
CHILDREN, RECTUM  IN 

09557 
CHILDREN, SMALL  INTESTINE  IN 

09USH 
CHILDREN, STOMACH  IN 

09082   09253   09302*  09310   09326 
CHILDREN, VIRAL  HEPATITIS  IN 

09751  09752  09756  0976U  09765 
CHLORIDE  METABOLISM 

0985^   09865 
CHOLANGIOGRAPHY 

09793* 
CHOLANQIOQRAPHY 

09207*  09221 


09330  09352  09353 


09721  09721(*  097U1 


091(98   09500   09501   09507 


IN 


09280   09282 


0931(6   098l(6* 
09767  09775 


09797*  09798* 


obolbcxsieotomy 

09122*  09810   09819 
GBOLICYSTITIS 

09620   09827   09836   09837 
OHOIIOYSTITIS  IN  CHllEREN 

09830 
CHOIECYSTOORAFHY 

0979U*  09806* 
CHOLECYSTOXININ 

09066*  09073*  09089*  09806* 
CHOLEDOGHOIITHIASIS 

0979U*  09796*  0983l» 
0NOIEIITriIA3I3 

098211  09835 
CHOLELITHIASIS  COMPLICATIONS 

09803* 
CHOLELITHIASIS  EFIDENIOLOOy 

09835 
CHOLELITHIASIS  ETIOIOQY 

09795*  C980U* 
CHOLELITHIASIS  IN  CHILDBEN 

09828 
CHOLELITHIASIS. DISEASES  ASSOCIATED  WITH 

09800* 
CHOLERA 

09h2U*  098U9* 
CHOLESTASIS 

09110*  09652*  09«S8*  09679   09711* 
CHOLESTEROL 

9£E   LIVER  METABOLISM 
CHOLESTEROL  ABSORPTION 

0902b* 
CHOLESTEROL  METABOLISM 

091i89 
CHOLESTEROL  METABOLISM, LIVER 

09120*  091li3   091k8 
CHOLESTEROL, SERUM 

09801* 
CHRONIC  HEPATITIS 

09U63  09636*  09758   09776*  09778   09779 
CHRONIC  PANCREATITIS 

09615*  09619*  09626   09628   09629   09630 
CIRCULATION  IN  CIRRHOSIS 

09636*  09781*  09783 
CIRCULATION  IN  HEPATITIS 

09771 
CIRCULATION  IN  PANCREATITIS 

09628 
CIRCULATION  IN  PEPTIC  ULCERS 

091109 
CIRCULATION. BILIARY  TRACT 

091Sk      09192 
CIRCULATION, LARGE  INTESTINE 

09037*  0901tl   09190* 
CIRCULATION. LIVER 

09001*  09011   09119*  091Ub   09187*  09193   0919b   09196 

096b7*  096S3*  09701   09702 
CIRCULATION, LYMPH 

09618*  09701  09826 
CIRCULATION. MESENTERY 

09172*  09180*  09191*  09880 
CIRCULATION. PANCREAS 

09002*  09195 
CIRCULATION. PORTAL 

091211* 
CIRCULATION. SMALL  INTESTINE 

09037*  090U1   09185*  09190*  09191* 
CIRCULATION, STOMACH 

09006  0907I1*  09075* 
CIRRHOSIS 
8BI  ALSO 
811  ALSO 
SBI  ALSO 
SIB  ALSO 


ASCITES 

ESOPHAOUS  VARICES 

LIVER  COMA 

PORTAL  HYPERTENSION 


09187*  09201*  09b63   09693  09786   09791 
CIRRHOSIS  DIAQNOSIS 

09656*  09670  09671i   09765 
CIRRHOSIS  EPIDEMIOLOGY 

096li9«  09786 
CIRRHOSIS  IMMUNOLOGY 

09666   09777* 
CIRRHOSIS  IN  CHILDREN 

0977S  09779 
CIRRHOSIS  PATHOLOGY 

09636*  09662 
CIRRHOSIS  TREATMENT 

09780* 
0ISRHOSI8, ASCITES  IN 

09760*  09792 
OXBSHOSIS, BILIARY 

09711*  09786   09790 
CIRRHOSIS. CIRCULATION  IN 

09636*  09781*  09783 


CIRRHOSIS. DISEASES  ASSOCIATED  HUH 

09787 
CIRRHOSIS. EXPERIMENTAL 

09168 
CIRRHOSIS, METABOLIC  CHANOES  IN 

09122*  09782*  09781t   09788 
COLITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSO   REGIONAL  ENTERITIS 

09523*  09536   C9S5U   09580 
COLITIS  DIAGNOSIS 

09520* 
COLITIS  DIAQNOSIS, ULCERATIVE 

0958U*  09589 
COLITIS  ETIOLOGY, ULCERATIVE 

09586*  09598 
COLITIS  PATHOLOGY, ULCERATIVE 

0959b 
COLITIS  SURGERY, ULCERATIVE 

09S9S   09597 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

09586*  09590 
COLITIS. DRUG  TREATMENT  OF  ULCERATIVE 

09596 
COLITIS. GRANULOMATOUS 

SEE   CROHHS  DISEASE  OF  COLON 
COLITIS, ULCERATIVE 

09b72*  09585*  09587   09588   09591   09592   09593 
COLON  FISTULAS 

09b77 
COLON, CROHNS  DISEASE  OF 

09ii77   09521*  09Sb6  09509 
COLON. IRRITABLE 

09536 
COLOSTOMY 

09531 
COMA. HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

096bO*  096b6*  09665   097b6 
COMMON  BILE  DUCT 

09138*  09189* 
COMPUTERS  IN  DIAGNOSIS 

09226 
CONGENITAL  ANOMALIES 

0926b   09267   09269   09281   093b3   093b5   09393   09b3S 

09b56   09b92   09807*  09825 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

09679   09710* 
CONTRAST  MEDIA 

09136*  09218   09229   092bO* 
COOLING  TREATMENT  OF  BLEEDING 

09305 
COPPER  EXCRETION 

0963b* 
COPPER  METABOLISM, LIVER 

09012   09790 
CORTICOSTEROIDS 

09081  091b5   09152   09170*  0935b   09b73   09583*  09596 
CROHNS  DISEASE 

09b71*  09b72*  09b73  09b7b  09b75  09b78  09582*  09583* 

0958b* 
CROHNS  DISEASE  OF  COLON 

09b77  09521*  095b6  09569 
CRYOSURGERY 

09690 
CUSHINGS  SYNDROME 

09696 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, BILIARY  TRACT 

09806*  09808*  09825   09831 
CYSTS, LARGE  INTESTINE 

09566 
CYSTS, LIVER 

09661   0969b   09707 
CYTOLOGY, EXFOLIATIVE 

09263 

DEFECATION 

09550 
DIABETES  MELLITUS 

09133* 
DIAPHRAGM 
SEE   DIAPHRAGM  HERNIA 
SEE   HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

0926b   09267   09285 
DIARRHEA 

09297*  09551   098bO*  098b2*  098bb*  09856   09665 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 
09b9b   0986b 


DIETARY  DEFICIENCIES 

090S6   0909S   09108*  09126»  09822 
DIETARY  FACTORS 

09025*  09105*  091111*  09115*  09133*  09150   09158   09293* 

09387   09572   09«01i   09681i   09805*  09857 
DIETARY  MALABSORPTION  TREATMENT 

0950U 
DIETETIC  THERAPY 

09027*  09337   09705 
DIGESTION 
SEE  ALSO   BILE 
SEE  ALSO   SMALL  INTESTINE 

09098 
DIQESTION, CARBOHYDRATE 

09U87 
DIPEPTIDA3E, SMALL  INTESTINE 

09175* 
DISACCHARIDASES, SMALL  INTESTINE 

09027*  09U8O*  091l99   09782* 
DISEASES  ASSOCIATED  WITH  CANCER 

09573 
DISEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

09800* 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

09787 
DISEASES  ASSOCIATED  WITH  QaSTRECTOMY 

09371 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

09736 
DISEASES  ASSOCIATED  WITH  LIVER 

09U111   09U81« 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

09837 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

09398 
DISEASES  ASSOCIATED  WITH  SMALL  INTESTINE 

091l68 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

09586*  09590 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

097U9   09766 
DISORDERS, STOMACH  SECRETION 

09209* 
DIVERTICULA, DUODENUM 

09U32*  09Ull2 
DIVERTICULA, ESOPHAGUS 

0928U 
DIVERTICULA, OASTROINIESTINAL 

09862 
DIVERTICULA, LAROE  INTESTINE 

09511*  09517*  09520*  0956U   09577 
DIVERTICULA, SMALL  INTFSTINE 

09U65 
DIVERTICULUM, MECKELS 

091l62 
DRUQ  ABSORPTION 

09031   09062* 
DRUQ  EFFECTS  ON  BILE  SECRETION 

09153 
DRUQ  EFFECTS  ON  BILIARY  TRACT 

09711* 
DRUQ  EFFECTS  ON  QASTROINTESTINAL  TRACT 

09839* 
DRUQ  EFFECTS  ON  LIVER 

09102*  09152   09801* 
DRUQ  EFFECTS  ON  PANCREAS 

09091* 
DRUQ  EFFECTS  ON  SMALL  INTESTINE 

09U81i» 
DRUQ  EFFECTS  ON  STOMACH 

0901t8   09079*  09291*  09376*  09379*  09380*  09U20 
DRUQ  EFFECTS  ON  STOMACH  SECRETION 

09069*  09070*  09072*  09081   09171* 
DRUQ  METABOLISM, LIVER  ^  _ 

09107*  09108*  09115*  09118*  0913H*  09153   09227 
DRUQ  TREATMENT  OF  ESOPHAGUS 

09239* 
DRUQ  TREATMENT  OF  LARGE  INTESTINE 

09582*  09583* 
DRUQ  TREATMENT  OF  LIVER 

0963U*  0961(6«  09671   09699   09885 
DRUQ  TREATMENT  OF  PEPTIC  ULCERS 

091i27* 
DRUQ  TREATMENT  OF  SMALL  INTESTINE 

09583* 
DRUG  TREATMENT  OF  STOMACH 

09079«  09296*  09319   093U8   09377*  091il9 
DRUQ  TREATMENT  OF  ULCERATIVE  COLITIS 

09596 
DRUG-INDUCED  LIVER  INJURIES 

09651*  09717* 

druo-induced  Ulcers 

091i20 


PATHOLOGY 


09375     09378*  09871 
0921l7 


DRUGS  IN  LIVER  INJURIES, CONTRACEPTIVE 

09679   09710* 
DUBIN-JOHNSON  SYNDROME 

09685 
DUMPING  SYNDROME 

091*25* 
DUMPING  SYNDROME, QASTRECTOMY-INDUCED 

09331 
DUODENUM 
SEE  ALSO   SMALL  INTESTINE 

09181* 
DUODENUM  DIAONOSIS 

09U37 
DUODENUM  DISEASES 

091ll8   091l37   09UliO 
DUODENUM  DIVERTICULA 

09U32*  09Ull2 
DUODENUM  ENZYMES 

09173* 
DUODENUM  FISTULAS 

091*77   09838 
DUODENUM  IN  CHILDREN 

0981i6* 
DUODENUM  NEOPLASMS, MALIGNANT 

091lSl   091*57 
DUODENUM  RADIOLOGY 

091*32*  091*38   091*1*2   09609   09791** 
DUODENUM  SECRETION 

09088*  09173* 
DUODENUM  ULCERS 

09171*  09209*  09378*  09391   09398 

091*16   091*22 
DUODENUM, FOREIGN  BODIES  IN 

0981*6* 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   AMEBIASIS 

09580 
DYSENTERY 

09571 
DYSPEPSIA 

09309 
DYSPHAGIA 

09238* 

ELECTROLYTE  ABSORPTION 

0903U 
ELECTROLYTE  EXCRETION 

09560 
ELECTROLYTE  METABOLISM 

09163 
ELECTROLYTE  SECRETION, STOMACH 

09063*  09067*  09081* 
ELECTROPHORESIS 

09055*  0911*2   09175* 
EMBRYOLOGY 

09007 
EMESIS 

SEE   VOMITING 
ENCEPHALOPATHY 

091*88 
ENCEPHALOPATHY, HEPATIC 

09661   09665   09678   09700 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

09207* 
ENDOSCOPY, ESOPHAGUS 

0921*1*  09276 
ENDOSCOPY, GASTROINTESTINAL 

09207* 
ENDOSCOPY, LARGE  INTESTINE 

09198*  09513*  09556 
ENDOSCOPY, PERITONEUM 

09350   09360   09785 
ENDOSCOPY, SMALL  INTESTINE 

09212* 
ENDOSCOPY, STOMACH 

09229   09292*  09338 
ENTERITIS 
SEE  ALSO   COLITIS 

091*1*5   091*67   0981*2* 
ENTERITIS  IN  CHILDREN 

09871 
ENTERITIS, REGIONAL 

09U76 
ENTEROCOLITIS 
SEE   COLITIS 
ENTEROCOLITIS  DIAGNOSIS 

09235 
ENTEROCOLITIS  IN  CHILDREN 

091*1*1 
ENTEROCOLITIS  NECROTICANS 

091*1*1 


091*02      091*08      091*13 


09161   09167   09631«  09661i 


ENZYME  SECRETION, LIVEP 

09639« 
ENZYME  SECRETION. PANCREAS 

09092*  09620* 
ENZYMES 
SEE   AMYLASE 
SEE   PANCREAS  SECRETION 
SEE   STOMACH  SECRETION 
BHZYMES, DUODENUM 

09173* 
ENZYMES, GASTROINTESTINAL 

09057   09177 
ENZYMES, LIVER 

09103*  09113*  09126*  091US 
ENZYMES, PANCREAS 

090S5*  09087*  09100   0923U   09601   09713* 
ENZYMES, SALIVARY  QLAND 

09051**  09055* 
ENZYMES, SERUM 

09788 
ENZYMES, SMALL  INTESTINE 

09169*  09170*  091i85   09500 
ENZYMES, STOMACH 

09076*  09381* 
ESCHERICHIA  COLI 

09871 
ESOPHAQITIS 

092U3* 
ESOPHAQUS 
SEE   ACHALASIA 
SEE   HERNIA 
SEE   HIATUS  HERNIA 
ESOPHAQUS  ATRESIA 

09255   09261   09269 
ESOPHAQUS  CANCER 

09273   09286 
ESOPHAQUS  CARCINOQENESIS 

09287 
ESOPHAQUS  DIAQNOSIS 

092U3*  09263 
ESOPHAGUS  DISEASES 

09262   09271   09279 
ESOPHAQUS  DIVERTICULA 

0928K 
ESOPHAQUS  ENDOSCOPY 

0921;1*  09276 
ESOPHAQUS  FISTULAS 

09250 
ESOPHAGUS  HISTOLOGY 

09053* 
ESOPHAQUS  IN  CHILDREN 

09237*  09255   09270   09280   09282 
ESOPHAQUS  INJURIES 

09287 
ESOPHAQUS  MANOMETRY 

09237*  0921ll*  09270   09272 
ESOPHAGUS  MOTILITY 

0921t3* 
ESOPHAGUS  NEOPLASMS, BENIGN 

092UB 
ESOPHAGUS  NEOPLASMS, MALIGNANT 

092U3*  092lili   09258   09259   09260   09268   09276 
ESOPHAQUS  PERFORATION 

0925U 
ESOPHAGUS  RADIOLOGY 

0921lO*  092lil*  092U2*  09250   09272 
ESOPHAQUS  REFLUX 

0921l7 
ESOPHAGUS  STRICTURE 

09238*  09257   09265   09269   09280   09281   09287 
ESOPHAQUS  SURGERY 

09237*  0921*9   09256   09257   09261   09266   09271*   09278 
09281* 
ESOPHAGUS  VARICES 

09239*  0921*2*  09668 
ESOPHAGUS, DRUQ  TREATMENT  OF 

09239* 
ESOPHAGUS, FOREIGN  BODIES  IN 

09265 
EIHIONINE 
09106* 
EXCRETION, COPPER 

09631** 
EXCRETION, ELECTROLYTE 

09560 
EXCRETION, LIVER  AMMONIA 

09661 
EXCRETION, STEROID 

09579 
EXFOLIATIVE  CYTOLOGY 

09263 
EXPERIMENTAL  CIRRHOSIS 
09168 


EXPERIMENTAL  PANCREATITIS 

09627 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

09183*  09181**  09188* 

FAMILIAL  DISEASES 

09U50  09510*  09693  09865 
FATS 
SEE   DIGESTION 
SEE   LIPID  ABSORPTION 
SEE   LIVER  LIPID  METABOLISM 
SEE   MALABSORPTION 
FATTY  ACID  ABSORPTION 

09028* 
FATTY  LIVER  „  „ 

09128*  09133*  09135*  09137*  09201*  09636*  0961*3*  09718 
FECES 

09579   098U0*  09858 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISTULAS, ANORECTAL 

0951*9 
FISTULAS, ANUS 

09533 
FISTULAS, BILIARY  TRACT 

09716*  09803*  09838 
FISTULAS, COLON 

09U77 
FISTULAS, DUODENUM 

091*77   09838 
FISTULAS, ESOPHAGUS 

09250 
FISTULAS, LARGE  INTESTINE 

09395   09511* 
FISTULAS, STOMACH 

09395 
FOREIGN  BODIES  IN  DUODENUM 

0981*6* 
FOREIGN  BODIES  IN  ESOPHAQUS 

09265 
FOREIGN  BODIES  IN  STOMACH 

098U6* 
FUNGUS  DISEASES 

09321 

GALLBLADDER 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 

09822 
GALLBLADDER  ANOMALIES 

09829   09831* 
GALLBLADDER  DIAGNOSIS 

09836 
GALLBLADDER  DISEASES 

09833 
GALLBLADDER  MUCOSA 

09605* 
GALLBLADDER  NEOPLASMS, MALIGNANT 

09800* 
GALLBLADDER  SECRETION 

09605* 
GALLBLADDER, AGE  EFFECTS  ON 

09000* 
GARDNERS  SYNDROME 

09515*  09799* 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

09356   09U15   0951*7   098U7* 
GASTRECTOMY  COMPLICATION  TREATMENT 

09331 
GASTRECTOMY  COMPLICATIONS 

09332   09371  091*61*   09503 
GASTRECTOMY-INDUCED  DUMPIHQ  SYNDROME 

09331 
GASTRECTOMY, CLINICAL  RESULTS  OF 

09331 
GASTRECTOMY, DISEASES  ASSOCIATED  WITH 

09371 
GASTRIC  ANALYSIS 

09231   09232 
GASTRIC  ANALYSIS  IN  STOMACH  DIAQNOSIS 

09371* 
GASTRIC  ANALYSIS  TECHNIQUES 

09215 
GASTRIN 

09059*  09071**  098U7*  0981*8* 
GASTRITIS  „    

09289*  09293*  09291**  09295*  09296*  09309   09318   0931*9 

09375   091*05 
GASTRITIS  ETIOLOGY 

09290* 
GASTRITIS  PATHOLOGY 

09317 


0*STRTTI3  TSEATMEHT 

09312   0931t2 
0ASTBITI3, ATROPHIC 

09295*  09301#  09303*  09351   09361i   09370 
OASIRODUQDENAI  ULCEBS 

093811   09I4OI 
QASTROENTERITIS 
SEE   COLITIS 
SEE   ENTERITIS 
QASTHOENTERITIS  ETIOIOOK 

098S3 
QASTROENTEROSTOMY 

093I1I   093<6   09382* 
GASTROINTESTINAL  ANQIOQRAPHY 

09225   09U«0 
GASTROINTESTINAL  BIOPOTENTIALS 

09039*  09068*  09181* 
GASTROINTESTINAL  BLEEBINQ 

09207*  09217   09291*  09305   09307   09361   09363   091i60 

09587   09668   09839*  09862   09866   0987U 
GASTROINTESTINAL  CANCER 

09860 
GASTROINTESTINAL  DISEASES 

09225 
GASTROINTESTINAL  DISEASES 

0923U   09328   09868   09878 
GASTROINTESTINAL  DIVERTICULA 

09862 
GASTROINTESTINAL  ENDOSCOPY 

09207* 
GASTROINTESTINAL  ENZYMES 

09057   09177 
GASTROINTESTINAL  HISTOLOGY 

09005   09013 
GASTROINTESTINAL  MICROORGANISMS 

09297* 
GASTROINTESTINAL  MOTILITY 

0901i7   09578   O981i0* 
GASTROINTESTINAL  MUCOSA 

09013 
GASTROINTESTINAL  NEOPLASMS, MALIGNANT 

09228   09230 
GASTROINTESTINAL  RADIOLOGY 

09230   09283   09855 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

098U8*  09876 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

09177 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

090U7   09U61   09862 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

09839* 
GASTROINTESTINAL  TRACT, NERVOUS  CONTROL  OF 

09038*  09OUO 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

0985U 
GASTROINTESTINAL  WATER  METABOLISM 

09200*  09560 
GASTROSCOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 

09208*  09222   09313   09366 
GASTROSTOMY 

09U26* 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 

09078* 
GILBERTS  DISEASE 

09227 
GLUCAGON 

09037*  090U1   09091(   09173*  09X86* 
GLUCOSE  ABSORPTION 

09026* 
GLYCOGEN  METABOLISM, LIVER 

09139 
GLYCOGEN, LIVER 

09125* 
GSANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 

HEALING, WOUND 

09522* 
HEMATEMESIS 

09326   O9I123* 
HEMOCHROMATOSIS 

09122* 
HEMOLYTIC  ANEMIA 

0931lO   096011 
HEMORRHAGE 

092911*  09859   09866 
HEMORRHAGIC  PANCREATITIS 

09621* 


09755  09762 


09765  09767  09775 


HEMORRHOIDS 

0951U* 
HEPATECTOMY 

SEE   LIVER  REGENERATION 
HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 

09661   09665   09678   09700 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUDD-CHIARI  SYNDROME 
HEPATITIS 
SEE  ALSO   JAUNDICE 
SEE  ALSO   LIVER 
SEE  ALSO   LIVER  COMA 

09890 
HEPATITIS  COMPLICATIONS. VIRAL 

0972U*  0971il  097I16  09773 
HEPATITIS  DIAGNOSIS 

09670   09802* 
HEPATITIS  DIAGNOSIS, VIRAL 

09763 
HEPATITIS  EPIDEMIOLOGY 

09728*  09732*  09738   09739 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

09727*  09730*  097311*  097U3 
HEPATITIS  EPIDEMIOLOGY, VIRUS 

09753 
HEPATITIS  ETIOLOGY, VIRAL 

09752   09762   09772 
HEPATITIS  IMMUNOLOGY 

09686  09728*  09731*  09732*  09733*  09737 

097UU  09758  09759  09769  09777* 
HEPATITIS  IMMUNOLOGY, VIRAL 

09650*  09725*  09727*  09727*  09735*  0971(2  09751 

09760   09768 
HEPATITIS  IMMUNOLOGY, VIRUS 

09750  09753 
HEPATITIS  IN  CHILDREN 

09757  09779 
HEPATITIS  IN  CHILDREN, VIRAL 

09751  09752   09756   09761i 
HEPATITIS  PATHOLOGY 

09636* 
HEPATITIS  PATHOLOGY. VIRAL 

09729* 
HEPATITIS  PROPHYLAXIS, VIRAL 

097U7 
HEPATITIS  TREATMENT 

09778 
HEPATITIS  TREATMENT, VIRAL 

097U0 
HEPATITIS, CHRONIC 

09U63  09636*  09758  09776*  09778  09779 
HEPATITIS, CIRCULATION  IN 

09771 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

09736 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

097U9   09766 
HEPATITIS, METABOLIC  CHANGES  IN 

0971lS  09761;  09771l 
HEPATITIS, SERUM 

09732*  09733*  0973U*  09757  09768 
HEPATITIS, TOXIC 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVEB 

09717*  09722 
HEPATITIS, VIRAL 

097148  09761  09770  09771  0977U 
HEPATOMA 

096U9* 
HERNIA 
SEE  ALSO   DIAPHRAGM  HERNIA 

09271   091l59 
HERNIA, DIAPHRAGM 

092611   09267   09285 
HERNIA, HIATUS 

09237*  092U1*  092li6 

09267   09277   09282 
HIATUS  HERNIA 

09237*  092I1I*  092U6 

092^7   09277   09282 
HIRSOHSPRUNGS  DISEASE 

095t)9* 
HIRSOHSPRUNGS  DISEASE 

09526* 
HISTAMINE 

09063*  09O6U*  0907U*  09351 
HODGKINS  DISEASE 

09U58 
HORMONAL  CONTROL  OF  BILIARY  TRACT 

09138* 
HORMONAL  CONTROL  OF  LIVER 

09133*  0966U  09669 


09738  09739 


09752 


092U7   09251   09252   09253  09262 


0921i7      09251      09252      09253      09262 


09376*  09378*  091l0S 


SMAtl  INTESTINE 


LARGE  INTESTINE  OBSTRUCTION 

SMALl  INTESTINE  OBSTRUCTION 

09US8   091i62 


09U36 


09U«ll   09S75 


HORMONAL  CONTROL  OE  PANCREAS 

09092*  09093  09097   09099 
HORMONAL  CONTROL  OF  STOMACH 

09073* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

09061* 
HORMONE  METABOLISM 

09166 
HYPERTENSION  DIAGNOSIS, PORTAL 

09201*  0921(0*  0961S* 
HYPERTENSION  SURGERY, PORTAL 

09123*  0961S*  0961(li*  09781*  09769 
HYP00LYC2MIA 

09070* 
HYPOTHERMIA 
SEE  ALSO   COOLING  TREATMENT  OF  BLEEDING 

09631* 
HYPOXIA 

09026* 


ICTERUS 

SEE   JAUNDICE 
ILEOSTOMY 

09S8S* 
ILEUM' 
SEE  ALSO 

0918S* 
ILEUS 
SEE  ALSO 
SEE  ALSO 

091;3S 
ILEUS, BILIARY 

09803*  098211 
IMMUNOGLOBULINS 

091;96   091(97 
IMMUNOLOGY 

09361*   09501 
IMMUNOSUPPRESSION 

091l73   0965U* 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 

09622 
INFECTIONS. ABDOMEN 

SEE   PERITONITIS 
INSULIN 

09133*  09633* 
INTOLERANCE, MILK 

091t92   091(95 
INTOLERANCE, SUGAR 

09U87  09U91   091l9U   09U99   09881 
INTRINSIC  FACTOR 

098U5* 
INTUSSUSCEPTION 

091(31*  091(3U 
ION  TRANSPORT 

09029*  09035 
IRON  ABSORPTION 

09693 
IRON  DEFICIENCY  ANEMIA 

091(93 
IRON  METABOLISM 

09036 
IRRITABLE  COLON 

09536 
ISCHEMIA 

09116*  09186*  091(28*  091(29*  091(67 


091(98   0971(7 


091(61   091(62   091(69 

09062»  09081(   09138»  09200* 


09523*  09562   09586* 


JAUNDICE 

09689   09797* 
JAUNDICE  DIAGNOSIS 

09593 
JAUNDICE  ETIOLOGY 

09612   09712* 
JAUNDICE  SYNDROMES 

09773 
JAUNDICE, NEONATAL 

O920l(*  09686   09712*  09802* 
JAUNDICE, OBSTRUCTIVE 

09793*  09821 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 
SEE  ALSO   SMALL  INTESTINE 

09185*  091(1(6   091(65 

KIDNEY 

09627  09659   09696 

LACTASE  DEFICIENCY 

09199*  091(80*  091(83* 

LACTOSE 
09U95 

LACTOSE  ABSORPTION 
091(60* 


LARGE  INTESTINE 
SEE   COLITIS 
SEE   DIARRHEA 
SEE   DYSENTERY 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
LARGE  INTESTINE  ABSORPTION 

09021#  09023*  09029*  09035 
LARGE  INTESTINE  ANOMALIES 

09521(*  09538   0956S 
LARGE  INTESTINE  ATRESIA 

091(50 
LARGE  INTESTINE  BIOPSY 

09235   09556 
LARGE  INTESTINE  CANCER 

09322   09532   09572   09579   09581 
LARGE  INTESTINE  CIRCULATION 

09037*  0901(1   09190* 
LARGE  INTESTINE  CYSTS 

09566 
LARGE  INTESTINE  DEVELOPMENT 

09007 
LARGE  INTESTINE  DIAGNOSIS 

09511* 
LARGE  INTESTINE  DISEASE  EPIDEMIOLOGY 

0955U   09581 
LARGE  INTESTINE  DISEASE  ETIOLOGY 

09526* 
LARGE  INTESTINE  DISEASES 

09573   09581 
LARGE  INTESTINE  DIVERTICULA 

09511*  09517*  09520*  0956U   09577 
LARGE  INTESTINE  ENDOSCOPY 

09198*  09513*  09556 
LARGE  INTESTINE  FISTULAS 

09395   09511* 
LARGE  INTtSTINE  IN  CHILDREN 

09510* 
LARGE  INTESTINE  MICROORGANISMS 

09182* 
LARGE  INTESTINE  MOTILITY 

09037*  0901(1   0901tl(   090U5 
LARGE  INTESTINE  NEOPLASMS 

09519*  09520*  0951(6   09577 
LARGE  INTESTINE  NEOPLASMS, BENIGN 

09526* 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 

09508*  09516*  09518*  09523*  09528*  09561   09566* 
LARGE  INTESTINE  NEOPLASMS, VILLOUS 

095U7 
LARGE  INTESTINE  OBSTRUCTION 

091(27*  091(36   09519*  09537   09575 
LARGE  INTESTINE  PATHOLOGY 

09561 
LARGE  INTESTINE  PERFORATION 

09302*  09530   0951ll( 
LARGE  INTESTINE  POLYPS 

09292*  09513*  09535   09556 
LARGE  INTESTINE  RADIOLOGY 

09520*  09521*  09523*  09576 
LARGE  INTESTINE  STRICTURE 

09520* 
LARGE  INTESTINE  SURGERY 

09508*  09509*  09510*  09511*  09512*  09515*  09517*  09519* 

09522*  09525*  09528*  0951(3   09551   09563   09571(  09585* 
LARGE  INTESTINE  TREATMENT 

091(27*  091(1(9   09526*  09566 
LARGE  INTESTINE  VOLVULUS 

09539  09553  09555  09562 
LARGE  INTESTINE, DRUG  TREATMENT  OF 

09582*  09563* 
LARGE  INTESTINE, NERVOUS  CONIPOL  OF 

0901(1( 
LEIOMYOMA 

0921(8   09315 
LEIOMYOSARCOMA 

09300*  091(57 
LIPASE 

09067*  09197* 
LIPASE  SECRETION, PANCREAS 

09089*  09618* 
LIPID  ABSORPTION 

09021(*  09025*  09362   09370 
LIPID  METABOLISM 

09006   09031   09105*  09111(*  091(10 
LIPID  METABOLISM, LIVER 

09158   09162 
LIPIDOSIS 

09651* 
LIPIDS, PLASMA 

09111(»  09710* 
LIPOPROTEINS 

09710* 


AMEBIASIS 
BILE 

CHOLESTASIS 
CIRRHOSIS 
HEPATITIS 

PARASITES  AND  PARASITIC  DISEASES 
PORPHYRIA 
SCHISTOSOMIASIS 
SULFOBRCMCPHTHALEIN 
096S3   09878 


IIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
09592 
LIVER  ABSCESSES 
098611   09885 
LIVER  ABSORPTION 

09723 
LIVER  AMINO  ACID  METABOLISM 

09157   091«0 
LIVER  AMMONIA  EXCRETION 

09661 
LIVER  ANUIOQHAPHTi 

09193   09196   09638»  0961i7«  09656»  09657*  09670 
LIVER  BIOPSY 

09221   09655*  09663   09692 
LIVER  CANCER 

09655*  09667   09695   09703 
LIVER  CARBOHYDRATE  METABOLISM 

09125*  09155   09233 
LIVER  CHEMICAL  COMPOSITION 

0911l6   09151 
LIVER  CHOLESTEROL  METABOLISM 
09120*  0911(3   0911t8 


09708   09785 


LIVER  CIRCULATION 

09001*  09011   09119*  0911llj 
0961i7*  09653*  09701   09702 
LIVER  COMA 

0961(0*  096U6*  09665   0971i6 
LIVER  COPPER  METABOLISM 

09012   09790 
LIVER  CYSTS 

09681   0969U   09707 
LIVER  DEVELOPMENT 

09156 
LIVER  DIAGNOSIS 

09206*  09233   0961(7*  0''673 
LIVER  DISEASE  DIAGNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASE  TREATMENT 

09680   09705 
LIVER  DISEASES 

091(81*  09639*  09650*  09676 
LIVER  DISEASES. BLOOD  COAGULATION  IN 

0971(5 
LIVER  DISEASES. METABOLIC  CHANGES  IN 

09128*  09697 
LIVER  DRUG  METABOLISM 

09107*  09108*  09115*  0911B*  09131(*  09153 
LIVER  ENZYME  SECRETION 

09639* 
LIVER  ENZYMES 

09103*  09113*  09126*  0911(5 
LIVER  FUNCTION  TESTS 

09110*  09117*  09150   09220 
09692   09696   09698   09781( 
LIVER  GLYCOGEN 

09125* 
LIVER  GLYCOGEN  METABOLISM 

09139 
LIVER  HISTOLOGY 
09018   09827 
LIVER  IMMUNOLOGY 

09121* 
LIVER  IN  CHILDREN 

09663   09682   09708   09719 
LIVER  INJURIES 

09116*  09716*  09765 
LIVEP  INJURIES. ANESTHETICS  IN 

09118*  09715* 
LIVER  INJURIES. ANTIBIOTICS  IN 

0961(2* 
LIVER  INJURIES. CONTRACEPTIVE  DRUGS  IN 

09679   09710* 
LIVER  INJURIES. DRUG-INDUCED 

09651*  09717* 
LIVER  LIPID  METABOLISM 
09158   09162 


09187*  09193   09191(   09196 


09776* 


09677   09678   09699   09863 


09227 


09161   09167   09631*  09661t 
09236   091(07   09655*  09661 


LIVER  METABOLISM 

09056   09130*  09156 
LIVER  MORPHOLOGY 

09001*  09017 
LIVER  NEOPLASMS 

09657* 
IIVER  NEOPLASMS, MALIGNANT 

09653*  09672   09675   09691 


09166   09633*  09709* 


09020   09117*  09637*  0971U* 


097SU 


LIVER  NUCLEIC  ACID  METABOLISM 

09132*  0911(0 
LIVER  PATHOLOGY 

0911(l(   09660   09662   09711* 
LIVER  PERFUSION 

09125*  0911(1   096b0»  0971(6 
LIVER  PHOSPHOLIPID  METABOLISM 

09137*  0911(7   0911(9   09651* 
LIVER  PROTEIN  METABOLISM 

09155  09161   09165   091(03 
LIVER  PROTEIN  SYNTHESIS 

09159   09160 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

09205*  09218   092211   09226   09655*  09887 
LIVER  REGENERATION 

09111*  09119*  091!i8   09159   09161(   09168   09632*  09638* 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

09506 
LIVER  RUPTURE 

09706 
LIVER  SURGERY 

09011   09130*  09632*  09651(*  09690   09716* 
LIVER  TRANSPLANTATION 

09119*  0912U*  09163*  0919U   09331(   09631*  096U1*  096S1(* 
09675 
LIVER  TRAUMA 

09721 
LIVER  TREATMENT 

09673   09667   09700 
LIVER  ULTRASTRUCTURE 

09009   09010  09110*  09113*  0913S*  09152   09151( 
LIVER  ZINC  METABOLISM 

09012 
LIVER, AGE  EFFECTS  ON 

09001*  09020   09126* 
LIVER, ALCOHOL  EFFECTS  ON 

09056   09107*  09113*  09638*  096U3*  0961(9*  09681(   09722 
09787 
LIVER, AMEBIASIS  EFFECTS  ON 

0961(9*  09656*  098811   09885   09667   09690 
LIVER, DISEASES  ASSOCIATED  WITH 

091(1U   091(61* 
LIVER, DRUG  EFFECTS  ON 

09102*  09152   09601* 
LIVER, DRUG  TREATMENT  OF 

0963U*  0961(6*  09671   09699   09685 
LIVER, FATTY 

09128*  09133*  09135*  09137*  09201*  09636*  0961(3*  C9718 
LIVER, HORMONAL  CONTROL  OF 

09133*  096611   09669 
LIVER, NERVOUS  CONTROL  OF 

09163 
LIVER, TOXIC  EFFECTS  ON 

09102*  09103*  09106*  09107*  09121*  09135*  0911(1(  09167 
0961(2*  0971U*  09718   09720   09723 
LYMPH  CIRCULATION 

09616*  09701   09626 
LYMPHADENITIS, MESENTERY 

09670 
LYMPHANQIECTASIS 

09512* 
LYMPHATIC  SYSTEM 
09018   09850* 
LYMPHOMA 

09U79*  09505  09851* 

MALABSORPTION 
SEE  ALSO   SMALL  INTESTINE 

091(82*  091(66   091(87   09503   0981(0* 
MALABSORPTION  DIAGNOSIS 

09200* 
MALABSORPTION  EPIDEMIOLOGY 

091(86 
MALABSORPTION  IN  CHILDREN 

091(93 
MALABSORPTION  PATHOPHYSIOLOGY 

091(90 
MALABSORPTION  TREATMENT 

091(90 
MALABSORPTION  TREATMENT. DIETARY 

09S0U 
MALABSORPTION. BLIND  LOOP-INDUCED  SECONDARE 

0961i5* 
MALABSORPTION. MICROORGANISMS  IN 

0961(1* 
MALABSORPTION. PRIMARY 

091(91 
MALABSORPTION. SECONDARY 

091(72*  091(79*  09502   09505   09506 
MALIGNANT  ABDOMEN  NEOPLASMS 

091(79*  09851* 
MALIGNANT  ANUS  NEOPLASMS 

09533  09S3U 


MAliaNANT  BILIAFX  TRACT  NEOPLASMS 

09793*  09800*  09808*  09811t 
MALIQNANT  DUODENUM  NEOPLASMS 

09kSl      091tS7 
MALIONANT  ESOPHAGUS  NEOPLASMS 

092U3*  0921(U   092S8   09259   09260   09268   09276 
MALIONANT  GALLBLADDER  NEOPLASMS 

09800* 
MALIQNANT  GASTROINTESTINAL  NEOPLASMS 

09228   09230 
MALIQNANT  LARGE  INTESTINE  NEOPLASMS 

09S08*  09S16*  09518*  09523*  09528*  09561   09586* 
MALIQNANT  LIVER  NEOPLASMS 

09653*  09672   09675   09691   0975!* 
MALIQNANT  PANCREAS  NEOPLASMS 

09599*  09609 
MALIONANT  RECTUM  NEOPLASMS 

09508*  09518*  09559   09568 
MALIQNANT  SMALL  INTESTINE  NEOPLASMS 

09lllt3   09U70 
MALIONANT  STOMACH  NEOPLASMS 

0921kU   09258   09292*  09298*  09300*  09301*  09306 

0931U  09325   09339   093UO   0931iU   09350  09372 
MANOMETRY, ESOPHAGUS 

09237*  092U1*  09270   09272 
MARKER  STUDIES 

0901iS 
MECKELS  DIVERTICULUM 

091i62 
MEDIA, CONTRAST 

09136*  09218   09229   092U0* 
HELENA 

09329   09U23*  09839* 
MESENTERY  ANQIOQRAPHY 

091i28*  097011 
MESENTERY  CIRCULATION 

09172*  09180*  09191*  09880 
MESENTERY  LYMPHADENITIS 

09870 
MESENTERY  VASCULAR  DISEASES 

09186*  09U28*  091t29*  091t67   09628   09677 
METABOLIC  CHANQES  IN  CIRRHOSIS 

09122*  09782*  097811   09788 
METABOLIC  CHANQES  IN  HEPATITIS 

097U5  097611   0977U 
METABOLIC  CHANQES  IN  LIVER  DISEASES 

09128*  09697 
METABOLIC  CHANQES  IN  PANCREATITIS 

09618* 
METABOLIC  CHANQES  IN  PEPTIC  ULCERS 

09mO 
METABOLISM. ALCOHOL 

09128* 
METABOLISM. AMINO  ACID 

09858 
METABOLISM. BILE  ACID 

09112*  09120* 
METABOLISM. BILIRUBIN 

09126* 
METABOLISM. CANCER 

09661t 
METABOLISM. CARBOHYDRATE 

09006   09U2I1* 
METABOLISM. CATECHOLAMINE 

09091*  0961i6« 
METABOLISM. CHLORIDE 

09856   09865 
METABOLISM. CHOLESTEROL 

09U89 
METABOLISM. ELECTROLYTE 

09163 
METABOLISM, HORMONE 

09166 
METABOLISM, IRON 

09036 
METABOLISM. LIPID 

09006   09031   09105*  091111*  09U10 
METABOLISM. NUCLEIC  ACID 

09176   09713* 
METABOLISM. PROTEIN 

09095 
METASTATIC  CANCER 

09298*  O93U0   09657*  09667 
MICR00R0ANI3MS 
SEE   AMEBIASIS 
SEE   CHOLERA 
SEE   SALMONELLOSIS 
MICROOBQANISMS  IN  MALABSORPTION 

0981il* 
MICROORGANISMS, GASTROINTESTINAL 

09297* 
HICROORQANISMS.LARQE  INTESTINE 

09182* 


0901i8   0901i9   09050   09365 


MICROORGANISMS, SMALL  INTESTINE 

09182*  09601t   0981il*  0981i5* 
MICROORGANISMS, STOMACH 

09327 
MILK  INTOLERANCE 

091l92   091;95 
MITOSIS 

09093 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIAPY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

09798*  09823 
MOTILITY, BILIARY  TRACT 

09127*  09189* 
MOTILITY, ESOPHAGI'S 

092U3* 
MOTILITY, GASTROINTESTINAL 
09311       090U7   09578   098UO* 
09U15     MOTILITY, LArtGE  INTESTINE 

09037*  09OI1I   0901ilt   0901*5 
MOTILITY, SMALL  INTESTINE 

09037*  0901tl   0901lll   09551 
MOTILITY, SMOOTH  MUSCLE 

09051 
MOTILITY, STOMACH 

09039*  0901*2   0901t3 
MUCOSA, GALLBLADDER 

09605* 
MUCOSA, GASTROINTESTINAL 

09013 
MUCOSA, STOMACH 

0900s   09077*  09873 
MUCOVISCIDOSIS 

09600*  0960U   09677 
MUCUS 

09600* 
MUCUS  SECRETION, STOMACH 

09077*  09830 
MUSCLE  MOTILITY, SMOOTH 

09051 
MUSCLE  PHYSIOLOGY, SMOOTH 

090U6   09051   09129* 
MUSCULOSKELETAL  SYSTEM 

091|82* 

NECROTICANS. ENTEROCOLITIS 

091lUl 
NEONATAL  JAUNDICE 

092011*  09686   C9712*  09802* 
NEOPLASMS, BENIGN  ESOPHAGUS 

092U8 
NEOPLASMS, BENION  LARGE  INTESTINE 

09528* 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

091tU6 
NEOPLASMS, BENIGN  STOMACH 

09315   0932I1   09373 
NEOPLASMS. LARGE  INTESTINE 

09519*  C9520*  095I18   09577 
NEOPLASMS, LIVER 

09657* 
NEOPLASMS, MALIONANT  ABDOMEN 

09U79*  09851* 
NEOPLASMS, MALIQNANT  ANUS 

09533   0953U 
NEOPLASMS, MALIQNANT  BILIARY  TRACT 

09793*  09800*  09808*  09811i 
NEOPLASMS, MALIQNANT  DUODENUM 

09U51   091*57 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

0921*3*  0921*1*   09258   09259   09260   09268   09276 
NEOPLASMS, MALIONANT  GALLBLADDER 

09800* 
NEOPLASMS, MALIQNANT  GASTROINTESTINAL 

09228   09230 
NEOPLASMS, MALIQNANT  LARGE  INTESTINE 

09508*  09516*  09518*  09523*  09528*  09561   09586* 
NEOPLASMS, MALIQNANT  LIVER 

09653*  09672   09675   09691   0975U 
NEOPLASMS, MALIQNANT  PANCREAS 

09599*  09609 
NEOPLASMS, MALIQNANT  RECTUM 

09508*  09518*  09559   09568 
NEOPLASMS, MALIQNANT  SMALL  INTESTINE 

09UU3   091*70 
NEOPLASMS, MALIQNANT  STOMACH 

0921*1*   09258   09292*  09298*  09300*  09301*  09306 

09311*   09325   09339   093UO   093lll*   09350   09372 
NEOPLASMS, PANCREAS 

09605   09611   09633* 


09311 
091*15 


NEOPLASMS, SAIIVAFY  QIANC 

09869 
NEOPLASMS. SMAIl  INTESTINE 

091i23«  09U31*  091i62 
NEOPLASMS, STOMACH 

09299*  09359  093«3 
NEOPLASMS, VILLOUS  LARGE  INTESTINE 

095U7 
NEOPLASMS, VILLOUS  iRECTUM 

09560 
NERVOUS  CONTROL  OF  BILIARIf  TRACT 

090111 
NERVOUS  CONTROL  OF  QASTROINTESTINAL  TRACT 

09036*  0901(0 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

090UU 
NERVOUS  CONTROL  OF  LIVER 

09163 
NERVOUS  CONTROL  OF  SALIVARY  QLAND3 

09052* 
NERVOUS  CONTROL  OF  SMALL  INTESTINE 

0900U   09019   090Ult 
NERVOUS  CONTROL  OF  STOMACH 

09039*  0901(9 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

09065*  09075* 
NERVOUS  SYSTEM. CENTRAL 

090U0 
NEUROHUMORAL  AGENTS 

09U21 
NUCLEIC  ACID  METABOLISM 

09176   09713* 
NUCLEIC  ACID  METABOLISM, LIVER 

09132*  0911(0 
NUTRITION 
SEE   MALABSORPTION 
SEE   OBESITY 


OBESITY 

09082 
OBSTRUCTION, BILIARY  TRACT 

09811   09811( 
OBSTRUCTION, LARGE  INTESTINE 

09U27*  09U36   09519*  09537 
OBSTRUCTION. SALIVARY  GLAND 

09203* 
OBSTRUCTION, SMALL  INTESTINE 

091(25*  091(30*  091(36   091(39 
OBSTRUCTIVE  JAUNDICE 

09793*  09821 
ODDI, SPHINCTER  OF 

09127*  09796*  09799*  09812 
OXYQEN 

09026*  09118*  09178 


09098   09099   09100 


09575 


091(1(8   091(66   09888 


09623 


PAIN, ABDOMEN 

092U5   09875 
PANCREAS  ANGIOGRAPHY 

09195   09602   09607   09613 
PANCREAS  ANOMALIES 

09356 
PANCREAS  BIOABONATE  SECRETION 

09213* 
PANCREAS  BICARBONATE  SECRETION 

09069*  09092* 
PANCREAS  CALCULI 

09619* 
PANCREAS  CANCER 

09197*  09606   09630 
PANCREAS  CIRCULATION 

09002*  09195 
PANCREAS  DIAGNOSIS 

09197*  09210*  09213*  09620*  09630 
PANCREAS  DISEASES 

09502   09607   09610   09613   09622 
PANCREAS  ENZYME  SECRETION 

09092*  09620* 
PANCREAS  ENZYMES 

09055*  09087*  09100   0923)(   09601 
PANCREAS  HISTOLOGY 

09097   09100 
PANCREAS  LIPASE  SECRETION 

09069*  09616* 
PANCREAS  METABOLISM 

09066#  09091*  09095 
PANCREAS  NEOPLASMS 

09605  09611   09633* 
PANCREAS  NEOPLASMS, MALIGNANT 

09599*  09609 
PANCREAS  PSEUDOCYSTS 

09606  09612 
PAM0REA3  RADIOLOGY 

0922l( 


09713* 


PANCREAS  SECRETION 

09065*  09068*  09096 
PANCREAS  SURGERY 

09611 
PANCREAS  TRYPSIN  INHIBITION 

09090* 
PANCREAS  ULTRASTRUCTURE 

09603 
PANCREAS, DRUG  EFFECTS  ON 

09091* 
PANCREAS, HORMONAL  CONTROL  OF 

09092*  09093   09097   09099 
PANCREATECTOMY 

09601   09621* 
PANCREATIC  DISEASES, BLOOD  COAGULATION  IN 

09616* 
PANCREATITIS 

09627 
PANCREATITIS  DIAGNOSIS 

09197*  09621( 
PANCREATITIS  ETIOLOGY 

09611(* 
PANCREATITIS  SURGERY 

09619*  09621* 
PANCREATITIS  TREATMENT 

09617* 
PANCREATITIS, ACUTE 

09616*  09617*  09620*  09621*  09623   09621(   09625 
PANCREATITIS, CHRONIC 

09615*  09619*  09626   09628   09629   09630 
PANCREATITIS, CIRCULATION  IN 

09626 
PANCREATITIS, DISEASES  ASSOCIATED  WITH 

09637 
PANCREATITIS, EXPERIMENTAL 

09627 
PANCREATITIS, HEMORRHAGIC 

09621* 
PANCREATITIS, METABOLIC  CHANGES  IN 

09618* 
PANCREOZYMIN 

09066*  09073*  09089*  09618* 
PARACENTESIS, ABDOMEN 

SEE   ABDOMEN  DIAGNOSIS 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

09272   09699   09882   09883   09668   09891 
PARASITIC  DISEASE  EPIDEMIOLOGY 

09889 
PARASITIC  DISEASES 
SEE  ALSO   PARASITES  AND  PARASITIC  DISEASES 
09766   09611 
PARASITIC  DISEASES, DISEASES  ASSOCIATED  WITH 

09396 
PARASITIC  DISEASKS, PARASITES  AND 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

09272   09699   09662   09883   09666   09891 
PARATHYROID  GLANDS 

0961U*  0981(7*  09861 
PARATYPHOID  FEVER 

SEE   SALMONELLOSIS 
PATHOPHYSIOLOGY, MALABSORPTION 

09U90 
PAVLOV  POUCH  STUDIES 

09188* 
PENTAGASTRIN 

09060«  09061(#  09078#  09171*  09360*  09383* 
PEPSIN  SECRETION, STOMACH 

09062*  09063*  09067*  09070*  09377* 
PEPSINOGEN 

O92O9* 
PEPTIC  ULCER  COMPLICATIONS 

0938U 
PEPTIC  ULCER  EPIDEMIOLOGY 

091(06 
PEPTIC  ULCER  PERFORATION 

09393 
PEPTIC  ULCER  PROPHYLAXIS 

09072*  09379* 
PEPTIC  ULCER  SURGERY  ,      „,  ^, 

09389  09390  09391  09397  09399  091(03  091(01( 
PEPTIC  ULCER  TREATMENT 

09377* 
PEPTIC  ULCERS  ^     ,  ,    „, ^„ 

09296*  09298*  09360*  09383*  09396   091(05   091(07 
PEPTIC  ULCERS  IN  CHILDREN 

09390 
PEPTIC  ULCERS, AGE  FACTORS  IN 

09386 
PEPTIC  ULCERS, BLEEDING 
09366  09392  091(17 


091(11 


09852 


PIPTIC  UlCEBS, CIRCULATION  IN 

091(09 
PIPTIC  ULCERS, DRUO  TREATMENT  OF 

09U27* 
PEPTIC  ULCERS, METABOLIC  CHANQE3  IN 

09U10 
PERISTALSIS 

09038*  0901(0 
PERITONEUM  DISEASES 

09S62 
PERITONEUM  ENDOSCOPY 

09350   09360   0978S 
PERITONITIS 

09709*  09867 
PERITONITIS, BILE 

09813 
PERNICIOUS  ANEMIA 

09209* 
PIUTZ-JEQHER3  SYNDROME 

09U1(7   09USU 
PHOSPHOLIPID  METABOLISM, LIVER 

09137*  091U7  091U9  09651* 
PHOSPHOLIPIDS 

09652*  0976U 
PHOSPHORUS  ABSORPTION 

09021* 
PHYSICAL  ACTIVITY 

091(21 
PITUITARY  GLAND 

09637* 
PLASMA  LIPIDS 

09111(*  09710* 
POLYPOSIS 

09316   09322  09kSk      09510* 
POLYPOSIS, RECTOCOLONIC 

09552 
POLYPS 

SEE   FEUTZ-JEQHERS  SYNDROME 
POLYPS, BILIARY  TRACT 

09799* 
POLYPS, LARQE  INTESTINE 

09292*  09513*  09535  09556 
POLYPS, RECTUM 

09515* 
POLYPS, SMALL  INTESTINE 

09535 
POLYPS, STOMACH 

09303* 
PORPHYRIA 

09635*  0968U 
PORTACAVAL  SHUNT 

09123*  09187*  09275   0961(U*  09789 
PORTAL  CIRCULATION 

09121(* 
PORTAL  HYPERTENSION 

09791 
PORTAL  HYPERTENSION  DIAGNOSIS 

09201*  0921(0*  09615* 
PORTAL  HYPERTENSION  SURGERY 

09123*  09615*  096l(l(*  09781*  09789 
POUCH  STUDIES, PAVLOV 

09188* 
PREGNANCY 

09381*  09388   09623   09706 
PRESSURE  STUDIES. MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

09798*  09823 
PRIMARY  MALABSORPTION 

091(91 
PROLAPSE 

09279 
PROLAPSE, RECTUM 

0951(1 
PROTEIN  ABSORPTION 

09022*  09032 
PROTEIN  METABOLISM 

09095 
PROTEIN  METABOLISM, LIVER 

09155  09161  09165  091(03 
PROTEIN  SYNTHESIS 

09086*  09171(* 
PROTEIN  SYNTHESIS, LIVER 

09159   09160 
PROTEINS, SERUM 

09697   09820 
PSEUDOCYSTS, PANCREAS 

09608   09612 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 


PSYCHOLOGICAL  STUDIES 
CONTINUED 

SEE   ULCERATIVE  COLITIS 
PSYCOTHERAPY 

09596 
PYLORIC  ANTRUM 

09211* 
PYLORIC  STENOSIS 

09335 
PYLOROPLASTY 

09283   09288*  09U22 
PYLORUS 

0931(5 

RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 

09058*  09165   09167   091(66   09711l* 
RADIOISOTOPE  STUDY  TECHNIQUES 

SEE   TRACER  STUDIES 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

09367  09671(  09793* 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

09219  09302*  09621( 
RADIOLOGY, BILIARY  TRACT 

09826 
RADIOLOGY, DUODENUM 

091(32*  091(38   091(1(2   09609   09791(» 
RADIOLOGY. ESOPHAGUS 

0921(0*  0921(1*  0921(2*  09250   09272 
RADIOLOGY. GASTROINTESTINAL 

09230   09283   09855 
RADIOLOGY, LARGE  INTESTINE 

09520*  09521*  09523*  09576 
RADIOLOGY. LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 

09205*  09218   09221(   09226   09655*  09887 
RADIOLOGY, PANCREAS 

09221( 
RADIOLOGY. SALIVARY  GLAND 

09223   0922U   09869 
RADIOLOGY, SMALL  INTESTINE 

091(83* 
RADIOLOGY, STOMACH 

09253   09301(*  09333   09365   09367   09369   09385   09672 
RADIOTHERAPY  IN  CANCER  TREATMENT 

0911(6 
RECTOCOLONIC  POLYPOSIS 

09552 
RECTUM 
SEE   HEMORRHOIDS 
SEE   ULCERATIVE  COLITIS 
RECTUM  BIOPSY 

09U71*  09581(»  0959l( 
RECTUM  CANCER 

09529  0951(0  09558  09569 
RECTUM  DIAGNOSIS 

09559 
RECTUM  DISEASES 

09588 
RECTUM  IN  CHILDREN 

09557 
RECTUM  NEOPLASMS, MALIGNANT 

09508*  09518*  09559  09568 
RECTUM  NEOPLASMS, VILLOUS 

09560 
RECTUM  POLYPS 

09515* 
RECTUM  PROLAPSE 

09SU1 
RECTUM  SURGERY 

09529  0951(0  09569  09570 
REFLUX. ESOPHAGUS 

0921(7 
REGENERATION, LIVER 

09111*  09119*  0911(8   09159   09161(   09168   09632*  09«3»* 
REGIONAL  ENTERITIS 

091(76 
RESPIRATORY  COMPLICATIONS 

09277   09358 
RESPIRATORY  SYSTEM 

0901(2   09689 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

09506 
RUPTURE, LIVER 

09706 

SALIVARY  GLAND  DISEASES 

09591 
SALIVARY  GLAND  ENZYMES 

09051(*  09055* 


SALIVARY  GLAND  NEOPLASMS 

09869 
SALIVARY  QLAND  OBSTRUCTION 

09203* 
SALIVARY  QLAND  RADIOLOGY 

09223   0922U   098«9 
SALIVARY  GLAND  SECRETION 

09052*  O905U* 
SALIVARY  GLANDS. NERVOUS  CONTROL  OF- 

09052* 
SALMONELLOSIS 

0981t2«  09853 
SALMONELLOSIS  CARRIER  STATE 

09879 
SALMONELLOSIS  DIAGNOSIS 

0981lU« 
SALMONELLOSIS  TREATMENT 

09679 
SARCOIDOSIS 

091l78 
SCANNING. SCINTILLATION 

09216   0922U   0922«   09610   09656*  09671i 
SCHISTOSOMIASIS 

09861 
SCHISTOSOMIASIS  PATHOLOGY 

09660   09886 
SCINTILLATION  SCANNING 

09218   0922k   09226   09610   09656*  0967ll 
SECRETIN 

09067*  09073*  0909U   09138*  09213*  09618* 
SECRETIOh  DISORDERS, STOMACH 

09209* 
SECRETION  IN  DISEASE .STOMACH 

09830 
SECRETION  STUDY  TECHNIQUES 

09202* 
SECRETION  BILE 

09069**09092*  0910U*  09105*  09120*  09122*  09136*  0961t5* 
SECRETION, DRUG  EFFECTS  ON  BILE 

09153 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

09069*  09070*  09072*  09061   09171* 
SECRETION, DUODENUM 

09086*  09173* 
SECRETION, GALLBLADDER 

09605* 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 

09061* 
SECRETION, LIVER  ENZYME 

09639* 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

09065*  09075* 
SECRETION, PANCREAS 

09085*  09068*  09096   09096   09099   09100 
SECRETION, PANCREAS  BICABONATE 

09213* 
SECRETION, PANCREAS  BICARBONATE 

09069*  09092* 
SECRETION, PANCREAS  ENZYME 

09092*  09620* 
SECRETION, PANCREAS  LIPASE 

09089*  09618* 
SECRETION, SALIVARY  QLAND 

09052*  0905U* 
SECRETION, SMALL  INTESTINE 

09003* 
SECRETION, STOMACH  „    ,„^,  -  ^ar,',^ 

09059*  0906U*  09065*  09066*  09066*  09082   09215   09320 

093711 
SECRETION, STOMACH  ACID  .„„„„«  ^oo-j-i. 

09058*  09060*  09061*  09063*  09067*  09069*  09070*  09071* 

09072*  0907H*  09075*  09078*  09171*  09211*  09231   09232 

09289*  09379*  09380*  09383*  09399   09U7S   098U2*  09873 
SECRETION, STOMACH  ELECTROLYTE 

09063*  09067*  090811 
SECRETION, STOMACH  MUCUS 

09077*  09830 
SECRETION, STOMACH  PEPSIN 

09062*  09063*  09067*  09070*  09377* 
SEROLOGICAL  DIAGNOSIS 

09763 
SERUM  AMYLASE 

09087*  0911l2   09197*  09639* 
SERUM  BILE  PIGMENTS 

0920ll*  0921U*  09660 
SERUM  CHOLESTEROL 

09801* 
SERUM  ENZYMES 

09788 
SERUM  HEPATITIS 

09732*  09733*  09731i*  09757  09766 
8IHUM  PROTEINS 

09697   09820 


SHIGELLOSIS 

SEE   DYSENTERY 
SHOCK 

09172* 
SHUNT, PORTACAVAL 

09123*  09187*  09275 
SJOGRENS  SYNDROME 

09203* 
SMALL  INTESTINE 
SEE  ALSO   DUODENUM 


096UU*  09789 


ENTERITIS 

ILEUM 

ILEUS 

INTUSSUSCEPTION 

JEJUNUM 

MALABSORPTION 

PEPTIC  ULCERS 


09033   09ll33«  0961ill» 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
091l63 
SMALL  INTESTINE  ABSORPTION 

090211*  09026*  09029*  09030 
SMALL  INTESTINE  ATRESIA 
O91i50   091;S3  09U56 
SMALL  INTESTINE  BIOPSY 

09235  09U55   091i83* 
SMALL  INTESTINE  CIRCULATION 

09037*  090^1  09185*  09190*  09191* 
SMALL  INTESTINE  DEVELOPMENT 

09015   09016   09169* 
SMALL  INTESTINE  DIAGNOSIS 

09199*  09U28*  09U31*  09U71* 
SMALL  INTESTINE  DIPEPTIDASE 

09175* 
SMALL  INTESTINE  DISACCHARIDASES 

09027*  091i80*  09U99   09782* 
SMALL  INTESTINE  DISEASES 

09U26* 
SMALL  INTFSTINE  DIVERTICULA 

091l65 
SMALL  INTESTINE  ENDOSCOPY 

09212* 
SMALL  INTESTINE  ENZYMES 

09169*  09170*  09U85   09500 
SMALL  INTESTINE  HISTOLOGY 

09003*  0900U   09015   09179* 
SMALL  INTESTINE  IN  CHILDREN 

091lSll 
SMALL  INTESTINE  METABOLISM 

091U7   0917U*  09176   09176 
SMALL  INTESTINE  MICROORGANISMS 
09182*  0960U   0981il»  0981iS* 
SMALL  INTESTINE  MOTILITY 

09037*  090U1   0901iU   09551 
SMALL  INTESTINE  NEOPLASMS 

09^23*  091l31*  09U62 
SMALL  INTESTINE  NEOPLASMS, BENIGN 

09Ull6 
SMALL  INTESTINE  NEOPLASMS, MALIGNANT 

091;ll3   09U70 
SMALL  INTESTINE  OBSTRUCTION 

091i25«  091i30*  09U36   09U39   09UUe 
SMALL  INTESTINE  PERFORATION 

09302* 
SMALL  INTESTINE  POLYPS 

09535 
SMALL  INTESTINE  RADIOLOGY 

09U83* 
SMALL  INTESTINE  SECRETION 

09003* 
SMALL  INTESTINE  SURGERY  „,  ,  , 

09027*  09117*  09179*  09185*  091i25*  09U30*  09UliU 
09U75 
SMALL  INTESTINE  TREATMENT 

091vU9   091*52 
SMALL  INTESTINE  ULCERS 

096U8* 
SMALL  INTESTINE  ULTRASTRUCTURE 
09016   09028*  09179*  09U8U* 
SMALL  INTESTINE, AGE  EFFECTS  ON 

09003*  09019   09170* 
SMALL  INTESTINE, DISEASES  ASSOCIATED  WITH 

09U68 
SMALL  INTESTINE, DRUG  EFFECTS  ON 

091l8k* 
SMALL  INTESTINE. DRUG  TREATMENT  OF 

09583* 
SMALL  INTESTINE, NERVOUS  CONTROL  OF 

0900U   09019   090Uli 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

09058*  09U66 
SMOOTH  MUSCLE  MOTILITY 

09051 
SMOOTH  MUSCLE  PHYSIOLOGY 

09OU6   09051   09129* 


09U66   09888 


09U7U 


CORTICOSTEROIDS 
LIVER  CHOIESTEPOL  METABOLISM 
09671 


09375 

09322 
09360 


09323 
09SU7 


SODIUM  ABSORPTION 

09023« 
SPHINCTER  OF  ODDI 

09127*  09796»  09799»  09812   09823 
SPLEEN 

09886 
SPLENOFORTOQRAPHY 

0930ll« 
SPRUE 

091185 
STAININQ   TECHNIQUES 

09010   09017 
STARVATION 

09086*  09166 
STEATORRHEA 

091i72*   09U81*   091i89      0981;1* 
STENOSIS, PYLORIC 

09335 
STEROID  EXCRETION 

09579 
STEROIDS 
SEE  ALSO 
SEE  ALSO 

09li2O 
STOMACH 
SEE   SEZOARS 
SEE   QASTRITIS 
STOMACH  ABSORPTION 

09036   09062*  09362 
STOMACH  ACID  SECRETION 

09058*  09060*  09061*  09063*  09067*  09069* 

09072*  0907U*  09075*  09078*  09171*  09211* 

09289*  09379*  09380*  09383*  09399   09U7S 
STOMACH  ANOMALIES 

09333  09362 
STOMACH  BIOPSY 

09293*  09295*  0931t7 
STOMACH  CANCER 

09303*  09308   09318 

093SU  09355  09357 
STOMACH  CHEMICAL  COMPOSITION 

09077* 
STOMACH  CIRCULATION 

09008   0907U*  09075* 
STOMACH  DIAQNOSIS 

09209* 
STOMACH  DIAGNOSIS, QA3TRIC  ANALYSIS  IN 

0937U 
STOMACH  DISEASE  EPIDEMIOLOQY 

O9I1I8 
STOMACH    DISEASES 

09271   09319   09321   09336   09337   09U18 
STOMACH  ELECTROLYTE  SECRETION 

09063*  09067*  09081t 
STOMACH  ENDOSCOPY 

09229   09292*  09336 
STOMACH  ENZYMES 

09076*  09381* 
STOMACH  FISTULAS 

09395 
STOMACH  HISTOLOQY 

09320 
STOMACH  IMMUNOLOGY 

09076*  09298* 
STOMACH  IN  CHILDREN 

09082   09253   09302*  09310 
STOMACH  METABOLISM 

09060*  09078* 
STOMACH  MICROORGANISMS 

09327 
STOMACH  MOTILITY 

09039*  0901(2   090U3 
STOMACH  MUCOSA 

09008   09077*  09873 
STOMACH  MUCUS  SECRETION 

09077*  09830 
STOMACH  NEOPLASMS 

09299*  09359   09363 
STOMACH  NEOPLASMS, BENIGN 

09315  0932I1   09373 
STOMACH  NEOPLASMS, MALIGNANT 

092UU   09258   09292*  09296*  09300*  09301* 

093II1  09325   09339   0931l0  0931;U   09350 
STOMACH  PATHOLOGY 

09292*  09296*  09318   09U08 
STOMACH  PEPSIN  SECRETION 

09062«  09063*  09067*  09o7O«  09377* 
STOMACH  PERFORATION 

09302*  09310   0931(6 
STOMACH  POLYPS 

09303* 
8I0MACH  RADIOLOGY 

09253  0930U*  09333   09365  09367  09369 


09330   09352   09353 


09326   0931(6   0981(6« 


0901(8   0901(9   09050   09365 


STOMACH  SECRETION 

09059*  0906!(*  09065*  09066«  09068* 

0937U 
STOMACH  SECRETION  DISORDERS 

09209* 
STOMACH  SECRETION  IN  DISEASE 

09630 
STOMACH  SECRETION, DRUG  EFFECTS  ON 

09069*  09070*  09072*  09081   09171* 
STOMACH  SECRETION, HORMONAL  CONTROL  OF 

09061* 
STOMACH  SECRETION, NERVOUS  CONTROL  OF 

0906S*  09075* 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

09083   09296*  09303*  09306   0931(1 

09365   09396 
STOMACH  SURGERY  COMPLICATIONS 

0921(1*   09295*  0931(9 
STOMACH  SURGERY  TECHNIQUES 

09288*  091(00 
STOMACH  TREATMENT 

091(05 
STOMACH  ULCERS 

09316  0933l(   09376*  09378*  09382* 
09395   091(02   091(06   091(11   091(13 

STOMACH  ULTRA3TRUCTURE 

09317  0939U 
STOMACH  VARICES 

09301(* 
09070*  09071*    STOMACH  VOLVULUS 
09231   09232       09326 
0981(2*  09873     STOMACH, DRUG  EFFECTS  ON 

0901(8   09079*  09291*  09376*  09379* 
STOMACH, DRUG  TREATMENT  OF 

09079*  09296*  09319   093U8   09377* 
STOMACH. FOREIGN  BODIES  IN 

0981(6* 
STOMACH, HORMONAL  CONTROL  OF 

09073* 
STOMACH, NERVOUS  CONTROL  OF 

09039*  0901(9 
STOMACH, TOXIC  EFFECTS  ON 

09056*  09329   09383* 
STRESS  FACTORS  IN  ULCERS 

09367   09388   091(21 
STRESS  ULCERS 

09381« 
STRICTURE, BILIARY  TRACT 

09818 
STRICTURE, ESOPHAGUS 
091(1(0  09236*  09257   09265   09269 

STRICTURE, LARGE  INTESTINE 

09520* 
STUDY  TECHNIQUES, ABSORPTION 

09200*  09202* 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUniES 
STUDY  TECHNIQUES, RADIOISOTOPE 

SEE   TRACER  STUDIES 
STUDY  TECHNIQUES, SECRETION 

09202* 
SUGAR  INTOLERANCE 

091(87   091(91   091(91(   09U99   09881 
SULFOBROMOPHTHALEIN 

0961(5*  09658*  0967U 
SURGERY  COMPLICATIONS 

091(25*  091(39   09522*  09527*  09569 

09850*  09872 
SURGERY  COMPLICATIONS, STOMACH 

0921(1(  09295*  0931(9 
SURGERY  TECHNIQUES 

09123*  09271(   09366   091(26 
SURGERY  TECHNIQUES, STOMACH 

09286*  091(00 
SURGERY. ABDOMEN 

0921(6   09251   09360   0981(3*  09859 
SURGERY, ANORECTAL 

09527* 
SURGERY, BILIARY  TRACT 

09796*  09797*  09799*  09812   09813 
09306   09311       09832 
09372   09U15     SURGERY, CANCER 

09258   09268   09300*  09308   09323 

09606 
SURGERY, ESOPHAGUS 

09237*  0921(9   09256   09257   09261 

09281( 
SURGERY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

0961(8*  09676 
SURGERY, LARGE  INTESTINE 
09385   09672       09506*  09509*  09510*  09511*  09512* 

09522*  09525*  09526*  09SU3   09551 


09O82   09215   09320 


0931(6   09357   09358 


09385 

0<51(1S 


09367   09391( 


09360*  091(20 
091(19 


09280   09281   09287 


09570   0961(1*  09817 


*  091(30*  09632* 


09817' 

09516* 

09266 


09515* 
09563 


09821   09631 
09518*  09528* 
09271(   09276 


09517*  09519* 
0957U   09585* 


O9U03     091iOU     09U11 


093U1     0931i6     09357     093S8 


SURQEBY, LIVER 

09011   09130*  09632*  096SU*  09690   09716* 
SURQERY, PANCREAS 

09611 
SURGERY, PANCREATITIS 

09619*  09621* 
3UR0ERY, PEPTIC  UlCEE 

09389   09390   09391   09397   09399 
SURGERY, PORTA!  HYPERTENSION 

09123*  0961S*  096U11*  09781*  09789 
SURGERY, RECTUM 

09S29   0951iO   09S69   09S70 
SURGERY, SMALL  INTESTINE  „„,  _, 

09027*  09117*  09179*  09186*  09U2S*  09U30*  09UllU   091l71l 
091i75 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 

09083  09296*  09303*  09306 
09365  09396 
SURGERY, ULCER 

09U00   09!»01   09U12   09U16 
SURGERY, ULCERATIVE  COLITIS 

09595  09S97 
SURGERY, VASCULAR 

09123*  09ll29*  09702 
SURGICAL  APPARATUS  AND  TECHNIQUES 

09198*  09208*  09212*  09513*  09525* 
SURGICAL  TECHNIQUES, EXPERIMENTAL 

09183*  0918U*  09188* 
SURGICAL  TREATMENT  OF  BLEEDING 

09361   09392 
SURVIVAL  RATES, CANCER 

09508*  09518* 
SYNDROME, BUDD-CHIARI 

09666   09682 
SYNDROME, CARCINOID 

SEE   CARCINOIDS 
SYNDROME, CUSHINQS 

09698 
SYNDROME, DUBIN- JOHNSON 

09685 
SYNDROME, DUMPING 

09U25* 
SYNDROME, GARDNERS 

09515*  09799* 
SYNDROME. QASTRECTOMY-INDUCED  DUMPING 

09331 
SYNDROME, PEUTZ-JEQHEHS 

091ilt7      09USll 
SYNDROME, SJOQRENS 

09203* 
SYNDROME, ZOLLINQER-ELLISON 

098U7*  0981i8*  09852   09873 

TEMPERATURE  FACTORS 

09052* 
THERAPY, DIETETIC 

09027*  09337   09705 
THIAMINE 
091U6 
THROMBOSIS, HEPATIC  VEIN 

SEE   BUDD-CHIARI  SYNDROME 
THYROID  GLAND 

09097   09236   09669 
TISSUE  ADHESIVES 

09876 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 

09167   091(66   09711i* 


SEE  ALSO 

09058*  09165    - 
TOXIC  EFFECTS  ON  BILIARY  TRACT 

09816 
TOXIC  EFFECTS  ON  LIVER  _   ^„_  , 

09102*  09103*  09106*  09107*  09121*  09135*  0911;1; 
096U2*  0971U*  09718   09720   09723 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 

09058*  09U66 
TOXIC  EFFECTS  ON  STOMACH 

09058*  09329   09383* 
TOXIC  HEPATITIS 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
09717*  09722 
TOXINS, BACTERIAL 

0901(9   09U2U*  098U9* 
TOXINS, CHEMICAL 
SEE   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE   TOXIC  EFFECTS  ON  LIVER 
SEE   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE   TOXIC  EFFECTS  ON  STOMACH 
TRACER  STUDIES 
091SU 


09167 


091(16 

09397     09399     091(03     Q9kO\i     091(11 


09588   09591  09592  09593 


TRANSPLANTATION 

SEE   IMMUNOLOGY 
TRANSPLANTATION, LIVER  .ax,  ,«  „-*ei.- 

09119*  0912l(*  09183*  0919U   09331(   09631*  096m»  096SI* 

09675 
TRANSPORT, ION  .     .  . 

09029*  09035   09062*  09081(   09138*  09200* 
TRAUMA, ABDOMEN 

09863 
TRAUMA, LIVER 

09721 
TRYPSIN  INHIBITION 

09080* 
TRYPSIN  INHIBITION, PANCREAS 

09090* 
TUBERCULOSIS 

0932a   O9I1UO 
TYPHOID  FEVER 
SEE   SALMONELLOSIS 

ULCER  COMPLICATIONS, PEPTIC 

0936U 
ULCER  EPIDEMIOLOGY 

091(12 
ULCER  EPIDEMIOLOGY, PEPTIC 

091(06 
ULCER  ETIOLOGY 

091(12   091(11( 
ULCER  PERFORATION, PEPTIC 

09393 
ULCER  PROPHYLAXIS, PEPTIC 

09072*  09379* 
ULCER  SURGERY 

091(00   091(01   091(12 
ULCER  SURGERY, PEPTIC 

09389   09390  09391 
ULCER  TREATMENT 

09382*  091(06   091(13 
ULCER  TREATMENT, PEPTIC 

09377* 
ULCERATIVE  COLITIS 

091(72*  09585*  09587 
ULCERATIVE  COLITIS  DIAGNOSIS 

09S81(*  09589 
ULCERATIVE  COLITIS  ETIOLOGY 

09586*  09598 
ULCERATIVE  COLITIS  PATHOLOGY 

0959U 
ULCERATIVE  COLITIS  SURGERY 

09595  09597 
ULCERATIVE  COLITIS, DISEASES  ASSOCIATED  WITH 
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9892      DEMONSTRATION  OF  GLYCOGEN  IN  THE 

DEVELOPING  LIVER  OF  THE  CHICK  EMBRYO  AT 
VERY  EARLY  STAGES  (BETWEEN  THE  THIRD  AND  SIXTH 
DAY  OF  INCUBATION),  USING  A  H  I  STOCHEM  I  CAL  METHOD. 
(Fr.)   Houssaint,  E.  (U.  Nantes  Embryol .  Lab., 
France).  C.    R.    Soa.    Biol.     (Paris)    ](>5{l)  ■.kO\-kOk , 
1971. 


An  adaptation  of  Schiff s  pe 
as  described  by  Hotchkiss  an 
was  used  to  demonstrate  the 
granules  in  9  of  11  embryoni 
were  studied  at  the  end  of  t 
incubation,  6  of  8  which  wer 
of  the  fifth.   The  earliest 
tion  was  made  after  the  egg 
for  only  2ih   hours,  with  gran 
endodermic  cells  which  were 
division  and  formation  of  he 


riodic  acid  technique, 
d  McManus  in  ]3kZ , 
presence  of  glycogen 
c  chick  livers  which 
he  fourth  day  of 
e  studied  at  the  end 
successful  demonstra- 
had  been  incubated 
ules  demonstrable  in 
in  the  process  of 
patic  mesenchyme. 


loss  of  38%  of  the  protein  in  the  soluble  fraction 
of  the  specimens  taken  by  blind  biopsy  in  the 
process  of  centri fugat ion  was  found  when  compared 
to  the  laparotomy  specimens.   In  fatty  liver  no 
increase  in  alkaline  phosphatase  activity  was 
seen  when  compared  with  the  controls.   The  activity 
of  alkaline  phosphatase  in  the  600  g  and  12,500 
g  fraction  exceeded  that  in  the  soluble  fraction 
(12,500  g  supernatant),  independent  of  the 
histologic  findings  in  the  liver.   The  activity 
of  alkaline  phosphatase  was  increased  In  some 
patients  with  acute  or  chronic  hepatitis,  while 
it  was  normal  or  only  slightly  increased  in  the 
sera.   The  correlation  between  the  level  of  alkaline 
phosphatase  in  the  sera  and  that  in  the  non- 
soluble  subcellular  fractions  was  poor  In  acute 
and  chronic  hepatitis,  but  good  in  extrahepatic 
jaundice.   The  affinity  of  the  enzyme  of  different 
fractions  for  the  substrate  was  identical. 


9893      AN  ULTRASTRUCTURAL  STUDY  OF  PRIMARY 

CULTURES  OF  ADULT  HUMAN  LIVER  TISSUE. 
(E.)   Guillouzo,  A.  (Pontchal 1 lou  Hosp.,  Rennes, 
France),  P.  Oudea,  Y.  Le  Guilly,  M.  C.  Oudea,  P. 
Lenoir  and  M.  Bourel .  Exp.    Mot.    Pathol.     l6(l): 
1-15,  1972. 

Human  liver  fragments  obtained  by  needle  biopsy 
or  surgically  were  cultured  in  plastic  flasks, 
using  Eagle's  medium,  human  serum,  and  551  02-5^ 
CO2  gas  mixture.   Primary  cultures  of  human  liver 
yield  2  types  of  epithelial  cells:   granular  and 
clear.   Each  explant  sends  out  one  type  only  of 
epithelial  cell,  the  other  being  suppressed, 
seemingly  through  a  process  of  cell  selection. 
On  day  12  some  granular  cells  were  ul trastructural ly 
Identical  to  in  vivo  hepatocytes;  chief  similarities 
were  general  appearance  of  mitochondria  and  of 
the  endoplasmic  reticulum,  the  probable  presence 
of  peroxisomes,  and  the  presence  of  lipofuscln 
granule-like  peribillary  dense  bodies  and  of  bile 
canal iculi.   Other  cells  In  the  same  explants  had 
fewer  organelles,  cytoplasmic  filaments  and  lipid 
overload.   Cells  mostly  had  simpler  ul t rastructure 
by  day  20  and  Intermediate  morphologic  patterns 
suggest  that  dedi f ferent iation  rather  than  pro- 
gressive cell  selection  may  be  responsible  for 
such  changes. 


989^1      ALKALINE  PHOSPHATASE  IN  THE  SUBCELLULAR 

FRACTIONS  OF  NORMAL  AND  DAMAGED  HUMAN 
LIVER.   (E.)   Massarrat,  S.  (Phillips  U.  Med. 
Polyclin.,  Marburg/Lahn ,  Germany).  Enzyme    12(4): 
'♦02-408,  1971. 

The  activity  and  distribution  of  alkaline  phos- 
phatase In  the  subcellular  fractions  of  normal 
and  damaged  human  liver  were  studied  in  specimens 
taken  by  laparotomy  and  by  blind  biopsy.   Com- 
parison of  the  2  groups  revealed  that  the  per- 
centage of  extractable  protein  was  considerably 
different  only  in  the  12,500  g  supernatants .   A 


9895      REGENERATION  OF  THE  GASTRIC  EPITHELIA 

IN  MICE.   AN  ELECTRON  MICROSCOPIC  STUDY. 
(E.)   Tahara,  E.  (Hiroshima  U.  Sch.  Med.,  Japan). 
Hiroshima  J.    Med.    Sai.    20  (1-2) :65-99,  1971. 

Regeneration  of  the  mouse  gastric  mucosa  following 
the  mechanical  induction  of  gastric  ulcers  in 
the  fundus  was  studied  with  light  and  electron 
microscopy.   Following  injury,  the  first  cells  to 
appear  were  epithelial  cells  which  composed  the 
regenerated  epithelium.   These  cells  had  notable 
mitotic  figures  and  resembled  surface  and  foveolar 
mucous  cells.   Epithelial  regeneration  was  followed 
by  the  appearance  of  parietal  cells  (third  day), 
mucus  neck  cells  and  endocrine  cells  (fifth  day), 
and  chief  cells  (fifteenth  day).   The  stem  cells 
for  all  6  epithelial  cell  types  were  undifferentiated, 
but  in  many  cases  these  cells  differentiated  into 
cells  with  a  single  cell  function.   In  some  cases, 
cells  with  2  cell  functions  appeared:   e.g.  endo- 
crine cells  containing  zymogen-like  granules, 
endocrine  cells  with  mucus  granules,  parietal 
cells  with  zymogen-like  granules,  and  mucus  neck 
cells  containing  zymogen  granules.   These  results 
indicate  that  these  cells  develop  from  undiffer- 
entiated cells,  but  mucus  neck  cells  may  become 
transformed  into  chief  cells.   Many  large  (200-800 
my)  i ntrami tochondrial  dense  bodies  were  observed 
in  surface  and  foveolar  cells  as  well  as  in 
glandular  cells  during  regeneration.   These  bodies, 
which  may  be  glycoprotein,  were  more  frequently 
observed  in  immature  epithelial  cells  than  In 
mature  eel  1 s. 

9896      INFLUENCE  OF  BILE  AND  PANCREATIC  SECRE- 
TIONS ON  THE  SIZE  OF  THE  INTESTINAL 
VILLI  IN  THE  RAT.   (E.)   Altmann,  G.  G.  (U. 
Western  Ontario  Health  Scl.  Ctr.,  London,  Canada). 
Am.    J.    Anat.    1 32 (2) : 167-177,  1971. 

In  5  rats  whose  duodenal  papilla  and  small  portion 
of  the  duodenum  were  transplanted  to  an  isolated 
ileal  segment  and  after  1  mo  showed  an  average 
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villus  size  index  of  298  upon  autopsy  as  compared 
to  129-155 -in  surgical  biopsies  at  the  time  of 
transplantation.   The  villus  size  indexes  were 
gradually  lower  distalward  along  the  ileal  seg- 
ments but  remained  at  a  relatively  high  level. 
In  7  rats  the  duodenal  papilla  and  small  duodenal 
segment  were  transplanted  to  the  lower  functional 
ileum.   A  month  later  villus  size  was  elevated 
to  a  maximum,  around  299,  just  distal  to  the 
transplantation  size  which  had  a  normal  villous 
size  of  less  than  137.   Five  rats  had  an  upper_ 
portion  of  their  pancreatic  biliary  duct  carrying 
bile  only  implanted  into  an  isolated  ileal  segment. 
At  autopsy  the  villus  size  index  was  222  near 
the  proximal  end  which  contained  the  implanted 
bile  duct  as  compared  to  Mh   to  l^***  shown  on 
previous  surgical  biopsies  in  the  isolated  ileal 
segments.   The  bile  duct  implants  generally 
caused  less  villus  enlargement  in  isolated  i  eal 
segments  than  the  transplants  of  the  duodenal 
papilla.   In  3  animals  in  which  the  bile  duct  was 
implanted  into  an  isolated  ileal  segment,  and 
only  the  pancreatic  secretions  drained  through 
the  duodenal  papilla,  this  papilla  was  trans- 
planted to  the  functional  ileum.   A  month  after 
operation,  villus  size  increased  from  normal  values 
of  113  and  137  to  a  maximum  of  286.   In  general 
the  influence  of  duodenal  papilla  draining  pan- 
creatic sections  only  was  similar  to  the  influence 
of  the  duodenal  papilla  draining  both  bile  and   _ 
pancreatic  secretions.   Therefore,  villus  enlarging 
factors  influenced  by  pancreatic  secretions  appear 
to  reach  the  intestine  by  way  of  the  duodenal 
papi 11a. 


9897      ULTRASTRUCTURE  OF  THE  ENLARGED  CECUM 
IN  GERMFREE  RATS.   (E.)   Gustafsson, 
B.  E.  (Karolinska  Inst.,  Stockholm,  Sweden)  and 
A.  B.  Maunsbach.   Z,  Zellforsah.   Mikrosk.    Anat: 
120('»):555-578,  1971. 


9898      HISTOLOGIC  AND  KARYOMETRIC  STUDIES  ON 

THE  LIVER  OF  ANESTHETIZED  RATS.   (Ger.) 
Adhami  ,  H.  (U.  Erlangen  Inst.  Anat.,  Nuremberg, 
Germany)  and  U.  Bosse.   Z.  Mikrosk.    Anat.    Forsah. 
83('4):'4'il-'i50,  1971. 


9899      ULTRAHISTOCHEMICAL  DEMONSTRATION  OF 

FREE  INORGANIC  ORTHOPHOSPHATE  (Pa)  IN 
THE  LIVER  CELL  OF  THE  ALBINO  MOUSE.   PRESERVATION 
OF  THE  STRUCTURE  OF  THE  HEPATIC  CELL  AFTER  FREEZ- 
ING IN  SITU  AND  FREEZE  SUBSTITUTION.   (Ger.) 
Halbhuber,  K.  J.  (Friedrich  Schiller  U.  Inst. 
Anat.,  Jena,  Germany),  H.  J.  Stibenz  and  G. 
Geyer.   Z.  Mikrosk.   Anat.   Forsah.    83('t)  :569-583, 
1971. 


9900 
(Jap.) 


A  SCANNING  ELECTRON  MICROSCOPIC 
OBSERVATION  ON  THE  RAT  GASTRIC  MUCOSA. 
Ogata,  T.  (Univ.  Med.  Sch.,  Okayama , 

See  also 


Japan),  A.  Nabeyama,  F.  Murata  and  H.  Matsuda. 
Stomaah  Intest.    (Tokyo)   6(9) : 1 191-1 195,  1971. 


9901      IMMUNOFLUORESCENT  STAINING  OF  RAT 

GASTRIC  PARIETAL  CELLS  BY  HUMAN  ANTIBODY 
UNRELATED  TO  PERNICIOUS  ANAEMIA.   (E.)   Muller, 
H.  K.  (Monash  U,  Dept.  Pathol.,  Melbourne, 
Australia),  A.  R.  McGiven  and  R.  C.  Nairn.  J. 
Clin.    Pathol.    24(1 ):  13-1'*.  1971. 


9902      ULTRASTRUCTURAL  SPECIFICITY  IN  REGENERATING 

SMOOTH  MUSCLE.   (E.)   McGeachie,  J.  K. 
(U.  Western  Australia  Dept.  Anat.,  Nedlands). 
Experientia  27  W -.hie- k37,    1971. 


9903 


AN  UNUSUAL  BASEMENT  MEMBRANE  UNDERLYING 
INTESTINAL  EPITHELIUM  OF  THE  PLATYPUS 
(ORNITHORHYNCHUS  ANATINUS).   (E.)   Atkins,  A.  M. 
(Monash  U.  Dept.  Anat..  Clayton  J^^^^^^'^  /"'* 
W.  J.  Krause.   Bxper•^ent^a  27  (6)  :686-688,  1971. 


qqOi»      MORPHOLOGY  OF  THE  PANETH  CELLS  OF  THE 

MOUSE  AFTER  TREATMENT  WITH  ACTINOMYCIN 
C    (Ger.)   Linss,  W.  (Friedrich  Schiller  U., 
Inst.  Anat.,  Jena,  Germany).  Acta  Eistoohem. 
(Jena)      Suppl .  11:211-216,  1971. 


9905 

(Ger.) 
Pathol 


THE  EFFECT  OF  ADRENALECTOMY  UPON  THE 
FINE  STRUCTURE  OF  RAT  LIVER  CELLS. 
Franke,  H.  (Friedrich  Schiller  U.  Inst, 
Physiol.,  Jena,  Germany),  A.  Schrempel 


and  E.  Goetze, 
791-798,  1971. 


"Acta  Biol.  Med.   Ger.   26('») 


9906      PROPERTIES  OF  THREE  GLYCOSYLTRANSFERASES 

FROM  RAT  INTESTINAL  MUCOSA.   (Fr.) 
Frot  Coutaz,  J.  (UER  Lyon  South,  Dull  ins,  France) 
and  R.  Got.  Bioahimie   53 (5): 595-601 ,  1971. 


9907      X-RAY  SEGMENTAL  ANATOMY  OF  HEPATIC 
ARTERIES.   (Rus.)   Savchenko,  A.  P. 
(1st  Med.  Inst.,  Moscow),  G.  P.  Filimonov  and 
T.  V.  Privezentseva. 
50-55,  1971. 


jw;  ,  u " -  ■ 

Khirurgiia   (Mosk. )   '♦7(10); 


9908 

IN  RAT. 
Moscow) 
1971. 


MITOTIC  CYCLES  OF  'EARLY,  OR  LATE' 
DIVIDING  CELLS  OF  REGENERATING  LIVER 
(Rus.)   Beliaeva,  I.  D.  (Inst.  Biol., 

Biull  Eksp.   Biol.   Med.    72(7): 85-87, 


9909      ARTERIALIZATION  OF  THE  DISTAL  PART  OF 

THE  PORTAL  VEIN.   A  RADIOLOGICAL  STUDY. 
(Fr.)   Nahum,  H.  (Beaujon  Hosp. ,  CI  ichy,  France) , 
J   N  Mai  Hard  and  M.  Levesque.  Ann.    Radrol. 
(Paris)    14(7-8) :567-573,  1971. 
number:   10011 
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9910      EFFECTS  OF  GLUCOSE,  SUCROSE,  AND  LACTOSE 

ON  INTESTINAL  D I SACCHAR I DA5ES  IN  THE 
RAT.   (E.)   Jones,  I).  P.  (Wayne  State  U.  Hutzel 
Hosp.  Med.  Unit,  Detroit,  Mich.),  F.  R.  Sosa  and 
E.  Skromak.  J.    Lab.    Clin.    Med.    79(0:19-30,  1972. 

High  lactose  (681)  diet  consistently  caused  the 
highest  activities  and  sucrose  feeding  the  lowest 
activities  of  intestinal  lactase,  sucrase  and 
maltase.   This  was  evident  in  whole  qut  and  mucosa 
and  was  greatest  in  the  middle  segments  of  the 
intestine.   Sucrose  feeding  gave  the  lowest 
activity  of  al 1  3  di saccharidases  and  differences 
were  detectable  after  1  week  of  feeding,  were 
maximal  at  3  weeks,  and  persisted  up  to  12  weeks. 
The  dietary  effects  were  reversible,  and  were  not 
secondary  to  caloric  deficits  in  rats  fed  lactose 
due  to  their  inability  to  hydrolyze  or  absorb 
lactose.   The  differences  were  also  not  due  to 
changes  in  intestinal  weight  or  in  intestinal 
protein  content  and  therefore  represented  differ- 
ences in  enzyme  activity.   Intestinal  disacchari- 
dases  in  the  rat  do  adapt  to  dietary  sugars,  and 
the  3  major  enzymes  tested  responded  to  those 
sugars  as  a  unit. 


9911      PERFUSION  OF  THE  HAMSTER  JEJUNUM  WITH 

CONJUGATED  AND  UNCONJUGATED  BILE  ACIDS: 
INHIBITION  OF  WATER  ABSORPTION  AND  EFFECTS  OF 
MORPHOLOGY.   (E.)   Teem,  M.  V.  (Mayo  Clin., 
Rochester,  Minn.)  and  S.  F.  Phillips.  Gastro- 
enterology  (>2{2)  :2(>\-267  ,    1972. 

In  Syrian  Golden  hamsters,  closed  loop  preparations 
of  jejunum  were  perfused  with  solutions  simulating 
hamster  plasma.   In  experimental  studies,  after 
baseline  studies  with  the  perfusion  medium,  the 
loop  was  perfused  with  solutions  of  bile  acids. 
Deoxycholic  and  chenodeoxychol i c  acid  at  2.5  nM 
significantly  decreased  water  absorption  from~The 
intestinal  segment;  this  effect  was  not  significant 
at  1  mM^  and  was  even  more  pronounced  at  k   mM. 
Cholic  acid  at  8  mM  did  not  reduce  absorption. 
Conjugates  of  deoxycholic  acid  significantly  re- 
duced water  absorption  at  k   mM  and  even  more  so 
at  8  mM^;  there  was  no  difference  between  the 
effects  of  the  glycine  and  taurine  conjugates  at 
8  mM,  although  glycodeoxychol ate  had  the  greater 
effect  at  '4  mM .   Conjugates  of  chenodeoxychol  ic 
and  cholic  acid  at  k   and  8  mM  did  not  impair 
water  absorption.   When  perfusion  with  k   mM 
unconjugated  deoxycholic  acid  was  precede~and 
followed  by  control  solution,  water  absorption 
was  strikingly  inhibited.   In  2  of  3  hamsters, 
water  was  secreted  into  the  bowel  during  perfusion 
with  bile  acid;  with  rei nst i tut  ion  of  control 
solution,  water  absorption  approached  control 
levels.   No  consistent  histologic  abnormalities 
followed  perfusion  with  control  solution.   The 
most  marked  changes  followed  '♦  mM  unconjugated 
deoxycholic  acid  and  all  showed  loss  of  the 
epithelium  at  the  villous  tips,  with  erosion  of 
villi  in  some  areas;  similar  but  less  marked 


changes  were  seen  with  A  mM  chenodeoxychol ic  acid; 
these  changes  were  not  seen  with  other  bile  acids. 
Absorption  of  infused  bile  acids  varied  from 
17.5-'*2.7^  of  the  dose  of  A  mM  unconjugated 
acid  and  1.1-7.0^  of  tauro-  and  glycodeoxychol ic 
acid.   Duodenal  contents  showed  predominantly 
the  glycine  and  taurine  conjugates  of  cholic  and 
chenodeoxychol ic  acids,  with  smaller  amounts  of 
conjugated  deoxycholic  acid. 


9912      EFFECT  OF  DIETARY  TAURINE  ON  FECAL  BILE 

SALT  EXCRETION  IN  RATS  AND  HAMSTERS 
FED  CHOLESTYRAMINE.   (E.)   Cook,  D.  A.  (Mead 
Johnson  Res.  Ctr.,  Evansville,  111.),  L.  M. 
Hagerman  and  D.  L.  Schneider.  Proa,    Soa.    Exp. 
Biol.   Med.    1 38('*)  :830-83'4,  1971. 

Dietary  taurine  increased  fecal  bile  salt  excre- 
tion by  hk   to  56?  in  rats  and  by  as  much  as  80% 
in  hamsters  fed  cholestyramine.  Taurine  administra- 
tion may  be  a  feasible  method  if  increasing  fecal 
bile  salt  excretion  at  a  given  level  of  cholestyr- 
amine intake  or  for  maintaining  a  set  bile  salt 
excretion  rate  with  lower  levels  of  the  cholestyr- 
amine resin.   Cholestyramine  has  a  greater 
affinity  for  taurine-conjugated  bile  salts  than 
for  the  corresponding  glycine  derivatives.   Plasma 
cholesterol  levels  were  not  affected,  even  when 
bile  salt  excretion  was  increased  12-fold  and 
probably  reflects  the  ability  in  the  rat  for 
increased  hepatic  synthesis  to  compensate  for 
the  increased  catabolism.   In  species  in  which 
the  rate  of  cholesterol  catabolism  exceeds  the 
rate  of  synthesis  a  subsequent  decrease  in 
cholesterol  levels  should  be  expected.  The 
increased  liver  taurine  levels  from  2-10  fold 
had  no  effect  on  growth,  food  or  water  consumption, 
or  organ  weights.  There  is  a  direct  correlation 
between  increased  fecal  taurine  excretion  and 
decreased  proportion  of  taurine  conjugated  bile 
sal ts  in  bi  ie. 


9913      ANALYSIS  OF  THE  INHIBITORY  EFFECT  OF 

B I  GUAM  IDES  ON  GLUCOSE  ABSORPTION: 
INHIBITION  OF  ACTIVE  SUGAR  TRANSPORT.   (E.) 
Caspary,  W.  F.  (U.  Gottingen  Dept.  Med.,  Germany) 
and  W.  Creutzfeldt.  Diabetologia   7 (5) :379-385, 
1971. 

In  incubated  rings  of  hamster  small  intestine 
in  V  i  t  ro ,  biguanides  inhibited  transport  of  D- 
glucose,  D-galactose  and  3-0-methyl -D-glucose 
but  had  no  effect  on  the  transport  of  D-fructose. 
If  concentration  far  below  Km  =  10"^M  was  used, 
D-Xylose  transport  could  be  inhibited,  but  not 
at  concentrations  used  during  a  D-xylose  tolerance 
test  (18  mM) .   \^i th  D-fructose  or  D-glucose  as 
substrates,  lactate  formation  by  intestinal 
tissue  was  increased  in  the  presence'  of  biguanides. 
Minimal  inhibitory  concentrations  on  transport 
of  D-galactose  for  butylbiguanide ,  phenethyl- 
biguanide  and  for  dimethylbiguanide  were 
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2  X  10-3  M   10-3  M  and  6  X  10-^  M,  resp. 
metabolitl'of  phenethyl biguanide  (1  -  Cj-hydroxy- 
beta-phenethyl)-biguanide)  ,  increased  glucose 
metabolism  but  did  not  affect  glucose  uptake. 
Active  intestinal  transport  i  nhibi  t  ion  j_n_  vmio 
may  explain  the  decreased  glucose  absorption 
observed  by  other  authors  in  vivo  in  man  and 
animals  after  biguanides. 


991/,      GLUCOSE  AND  FRUCTOSE  AtlD  ABSORPTION  IN 

CHRONICALLY  IMMOBILIZED  RAT.   (E.) 
Gass   G   H.  (Southern  Illinois  U.  Dept.  Physiol., 
Carb^nd^le),  W.  M.  W.  Yau  and  M.  F.  Nudd.  Comp. 
Biochem.    Physiol,    ^.l  (lA)  :225-233,  1972. 

Significantly  more  deaths  and  less  growth  occurred 
in  restrained  than  control  rats  and  no  deaths  _ 
occurred  after  the  thirteenth  week  of  restriction. 
Restrained  rats  showed  an  upward  trend  in  plasma 
glucose  concentration  during  absorption  after  b, 
10   15   20  and  25  weeks  of  experimental  housing; 
however,  no  differences  were  observed  in  gastric 
emptying  or  in  glucose  absorption  after  a  test 
meal  administration.  The  quantity  of  fructose^ 
absorbed  was  consistently  higher  in  the  restrained 
state-  furthermore,  the  longer  the  exposure  to 
restraint  the  greater  this  difference  became. 
The  increase  in  ability  of  restrained  rats  to 
absorb  fructose  is  apparently  either  due  to  a 
stimulatory  effect  on  intestinal  uptake  or  due  to_ 
a  change  in  metabolic  utilization  of  sugar  occurring 
during  chronic  immobilization. 


Isolated  vascularly  perfused  rat  small  intestines 
from  vitamin  D-deficient  rats  exhibited  a  low 
rate  of  calcium  absorption;  this  rate  was  doubled 
in  rats  receiving  vitamin  D.  Ten  units  of  puri- 
fied porcine  calcitonin  infused  into  the  arterial 
perfusate  produced  an  immediate  fall  in  calcium 
absorption  in  intestines  from  rats  given  vitamin 
D  but  had  no  effect  on  vitamin  D-deficient  rats. 
Following  a  chronic  calcitonin  infusion  of  1.25 
units,  vitamin  D-induced  calcium  absorption  fell 
steadily  until  the  calcium  absorption  level  of  a 
vitamin  D-deficient  intestine  was  reached  in  2_hr. 
In  response  to  a  high  (500  U)  calcitonin  infusion 
into  vitamin  D-supplemented  rat  intestine,  calcium 
absorption  began  to  rise  at  or  near  thebeg i nn , ng 
of  infusion  and  reached  a  very  high  maximum. 
Low  levels  of  calcitonin  may  play  an  important 
and  direct  role  in  preventing  hypercalcemia  which 
results  from  excessive  calcium  absorption. 


9915 


CARBOHYDRATE  TOLERANCE  STUDIES  WITH  3" 
DAY-OLD  INFANTS.   (E.)   Anderson,  T.  A. 

(U.  Iowa  Hosps.,  Iowa  City),  J  • /°':;'°"  ^nd  L .  J. 

Filer.  J.   Lab.    Clin.    Med.    79(l):31-37,  1972. 

Carbohydrate  tolerance  tests  were  performed _wi th 
90  infants  ranging  from  61-86  hr  of  age,  using 
various  derivatives  of  corn  starch.   In  all  but 
2  of  30  studies  with  glucose,  maltose,  Dextri- 
Maltose  and  Dextrose-Equivalent  11,  the  peak 
concentration  of  glucose  in  blood  was  recorded 
within  60  min.  The  maximum  increase  in  glucose 
concentration  occurred  after  glucose  feeding. 
Starch  hydrolyzate  feedings  gave  intermediate 
values  and  feeding  the  2  starch  forms  yielded 
minimal  increases.   Feeding  a  carbohydrate  as  a 
20°^  aqueous  solution  led  to  greater  peak  increases 
in  blood  glucose  concentrations  and  more  prompt 
return  toward  prefeeding  values  than  when  the 
same  carbohydrate  was  fed  as  a  component  ot  a 
formula  containing  protein  and  fat.  The  more 
rapid  gastric  emptying  for  starch  solutions  com- 
pared to  glucose  solutions  apparently  reflects 
the  effect  of  postpyloric  osmoreceptors  sensitive 
to  osmolarity  of  the  gastric  effluent. 


9916 


CALCITONIN  INHIBITION  OF  VITAMIN  D-IN- 
DUCED INTESTINAL  CALCIUM  ABSORPTION. 
(E  )  Olson,  E.  B.,  Jr.,  H.  F.  DeLuca  (U  Wisconsin 
Coll   Agric.  Life  Sci .  ,  Madison)  and  J.  T.  Potts, 
Jr.  Endocrinology  30{y)-^Sy-\51,    1972. 


9917 


DISSOCIATION  OF  INTESTINAL  ACTIVE  SUGAR 
TRANSPORT  FROM  (Na+  +  C1+)  ATPase 
ACTIVITY.   (E.)   Gracey,  M.  (Princess  Margaret 
Hosp.  Child.,  Perth,  Australia  ,  V.  Burke  M 
Storrie  and  A.  Oshin.  Clin.    Chzm.    Acta   36(2). 
555-560,  1972. 

Arbutin  (p-hydroxyphenyl-beta-glucoside)  an 
actively  transported  but  non-metabol i zable  sugar 
was  used  in  these  iji  vU^o  studies   Contro 
tissue  arbutin  concentration  was  U .1   ymoles/ml 
tissue  water  after  25  min  incubation;  in  the 
nresence  of  1  mM  sodium  deoxycholate  for  25  mm 
he "iHue  arbutin  concentration  was  1.  .moles  ml 
Following  incubation  in  1  nH  deoxycholate  for  25 
min  the  ATPase  activity  decreased  markedly  and 
failed  to  recover  after  subsequent  incubation 
for  a  similar  period  in  a  medium  devoid  of  bile 
salt   A  clear  dissociation  was  obtained  for  INa 
and  K+)  ATPase  activity  of  the  small  intestine 
and  its  capacity  for  active  sugar  transport  v^ 
vitro. 


9918 


CORRELATION  BETWEEN  "Ca  ABSORPTION 
AND  INTESTINAL  CALCIUM-BINDING  ACTIVITY 
IN  THE  GOLDEN  HAMSTER.   (E.)   Kallfelz   F.  A. 
(New  York  State  Vet.  Coll.,  '  !^f  ^\^^"^  'q  (  n  • 
Wasserman.  Froc.    Soc.    Exp.    Bvol.    Med.    139(1). 

77-79,  1972. 

Closed  loops  of  duodenum  or  ileum  were  prepared_ 
iiTate  go?den  hamsters,  and  a  solution  containing 
10  mM  CaCl2  and  0.2  uCi  of  ^^Ca  in  0.9/.  ^aC' 
solIlTion  (pH  6.8)  was  injected  into  the  '"testinal 
OOP  after  which  this  closed  segmentwas  replaced 
n  ?he  abdominal  cavity  and  the  incision  c  osed 
:  th  wound  clips.   After  30  min.  ^he  anima  s  we  e 
sacrificed  and  the  intestina  ^,^9"^^"^^^^   '"^'"^"'''' 
removed  and  counted  for  total  ^^Ca  activity 
After  counting,  each  segment  was  '"^'^/^j^^^f ' 
wise  and  the  mucosa  was  stripped  and  P-^^pared 
for  analysis  of  the  38,000  g  supernatant  fraction 
fo  ?otal  protein  and  for  calcium-bind, ng  activity 

r^m  ^htch'the  specific  activity  of  P-^e.n   'nding 
was  calculated.  The  femur  was  also  recovered 
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and  counted  for  '*^Ca.   Absorption  of  the  injected 
dose  was  significantly  greater  in  the  duodenum 
(661)  than  in  the  ileum  (361).   Femoral  deposition 
reflected  the  difference  in  absorption,  with 
retention  of  0.60^  and  0.301  of  the  injected  dose, 
resp.   The  net  calcium-binding  activity  of  the 
duodenum  (35.9^)  was  also  significantly  greater 
than  that  of  the  ileum  (27.0^)  as  was  the  specific 
activity  of  protein  binding,  with  values  of  33.1 
and  23.0%,  resp. 


9919      PREFERENTIAL  RETENTION  OF  TAURINE-CON- 

JUGATEO  BILE  SALTS  BY  CHOLESTYRAMINE  IN 
THE  RAT  ILEUM.   (E.)   Cook,  D.  A.  (Mead  Johnson 
Res.  Ctr.  ,  Evansville,  Ind.),  L.  M.  Hagerman  and 
D.  L.  Schneider.  Proa.    Soa.    Exp.    Biol.    Med. 
139(0:70-73,  1972. 

A  30-cm  loop  of  terminal  ileum  in  Wistar  rats  was 
instilled  with  saline  and  the  contents  were 
analyzed  for  total  bile  salt  content  with  hydroxy- 
steroid  dehydrogenase  using  a  purified  cell-free 
enzyme  preparation.   Endogenous  bile  salts  were 
rapidly  absorbed  from  the  ligated  ileum,  such 
that  801  of  the  bile  salts  in  the  ileum  at  the 
time  of  saline  instillation  were  absorbed  within 
2  hr  and  almost  100?  within  k   hr.   In  the  second 
group  of  rats,  k   hr  prior  to  instillation  of  the 
bile  salt  solutions,  1  ml  of  saline  was  instilled 
into  the  ileum  to  enhance  endogenous  bile  salt 
absorption.   Of  the  bile  salts  instilled  without 
cholestyramine,  79-84%  were  recovered  from  the 
intestines  of  the  zero-hour  rats,  while  recovery 
was  87-96%  when  a  bile  sal t-cholestyramine  complex 
(20-25  ymoles/ml  of  bile  salt  in  0.91  NaCl ,  in- 
cubated with  10  mg/ml  of  cholestyramine).   In  the 
absence  of  cholestyramine,  slightly  less  taurine- 
conjugated  than  glyci ne-conjugated  bile  salts  re- 
mained in  the  Ileum  at  1  and  2  hr  after  instilla- 
tion.  With  each  bile  salt  studied,  the  amounts 
remaining  in  the  ileum  at  1  and  2  hr  were  greater 
when  given  with  cholestyramine  than  when  given 
alone.   In  the  presence  of  cholestyramine,  ileal 
bile  salt  retention  at  1  hr  was  greatest  with 
taurochenodeoxycholate,  less  so  with  glycocheno- 
deoxycholate,  far  less  than  this  with  taurocholate 
and  even  less  so  with  glycocholate;  at  2  hr,  in 
decreasing  order,  taurochenodeoxycholate,  tauro- 
cholate, gl ycochenodeoxychol ate  and  glycocholate. 
In  the  presence  of  cholestyramine,  25-'<5%  of  the 
exogenous  trihydroxy  bile  salts  and  39-53%  of  the 
di hydroxy  salts  in  the  ileum  at  zero  hour  remained 
there  after  2  hr. 


9920      STUDIES  OF  INTESTINAL  RESORPTION  AND 
SECRETION.   V.   THE  EFFECT  OF  INTRA- 
LUMINAL PRESSURE  ON  RESORPTION  OF  WATER  FROM  THE 
SMALL  INTESTINE  OF  THE  CONSCIOUS  RAT.   (Ger.) 
Dennhardt,  R.  (Philipps  U.  Inst.  Appl .  Physiol., 
Germany)  and  F.  J.  Harberich.   Z.  Gesamte  Exp. 
Med.    156(2):151-156,  1971. 

In  unanesthet i zed  rats  undergoing  aqueous  perfusion 
of  the  small  Intestine  by  means  of  an  open  system 


involving  extracorporeal  circulation,  intraluminal 
pressures  ranged  from  2-25  mm  Hg.   Progressive 
increase  of  the  intraluminal  pressure  resulted 
In  a  linear  increase  of  the  amount  of  water  re- 
sorbed,  to  a  maximum  of  6  times  the  volume 
initially.  This  was  accompanied  by  a  linear 
increase  of  the  amount  of  sodium  which  appeared 
in  the  returning  perfusate,  to  a  maximum  of  twice 
the  original  concentration  recorded.   Both 
phenomena  were  attributed  to  stretching  and  un- 
folding of  the  lumen,  resulting  In  the  access- 
ibility of  a  progressively  larger  resorptive  sur- 
face as  intraluminal  pressure  was  Increased. 


9921      NONABSORBED  INDICATORS:   A  COMPARISON 

OF  PHENOL  RED  AND  INULIN-l'+C  AND  EFFECTS 
OF  PERFUSION  TECHNIQUE.   (E.)   Miller,  D.  L.  (U, 
Iowa  Dept.  Intern.  Med.,  Iowa  City)  and  H.  P. 
Schedl.  Gastroenterology  (>2{\):h%-5S,    1972. 

The  effects  of  luminal  losses  of  nonabsorbed 
indicators  (phenol  red  and  inul  in--''*C)  used  in 
Intestinal  absorption  studies  were  investigated 
in  the  rat  by  comparing  single-pass  perfusion 
and  recirculation  techniques.   In  single  pass 
infusion  a  relatively  large  volume  and  amount  of 
indicator  passed  through  the  lumen  once,  while 
in  the  recirculation  technique  a  relatively  small 
volume  and  amount  of  indicator  was  passed  through 
the  lumen  repeatedly.   While  the  recirculation 
technique  revealed  a  greater  percentage  loss,  the 
absolute  rate  of  loss  of  indicator  was  similar 
for  the  two  techniques.  This  increased  percentage 
loss  of  indicator  was  reflected  as  a  doubling  of 
the  error  in  determining  net  water  flux,  the 
estimates  of  secretion  thus  being  falsely  elevated, 
The  loss  of  phenol  red  was  observed  to  be  greater 
than  the  loss  of  inulin,  and  approximately  20% 
more  phenol  red  was  adsorbed  from  the  mucosal 
surface.  Thus,  the  results  of  transport  studies 
are  affected  by  the  indicator  and  the  technique 
used. 


9922      DEVELOPMENTAL  PATTERN  OF  SUGAR  AND 

AMINO  ACID  TRANSPORT  IN  THE  POSTNATAL 
RAT  SMALL  INTESTINE.   (E.)   Fitzgerald,  J.  F. 
(Indiana  U.  Sch.  Med.,  Indianapolis),  S.  Reiser 
and  P.  A.  Christiansen.  Pediatr.    Res.    5(12): 
698-703,  1971. 

Transport,  as  measured  by  intracellular  accumula- 
tion, of  both  sugars  (al pha-methyl -D-gl ucos ide 
and  D-galactose)  and  the  3  amino  acids  (L-valine, 
L-lysine  and  glycine)  was  maximal  in  early  post- 
natal life  at  2-5  days.  The  pattern  of  decrease 
in  transport  to  adult  level  for  both  sugars  and 
valine  was  similar;  50%  occurred  between  5  and 
16  days,  33%  between  16  and  30  days  and  15-20% 
between  30  and  80  days.   Proximal  intestine  pre- 
dominance in  sugar  transport  was  not  observed 
until  the  22nd  day.   Lysine  showed  a  small  de- 
crease (10%)  between  2  and  16  days,  the  largest 
(56.^4%)  decrease  between  16  and  30  days  and  a 
decrease  between  30  and  80  days  nearly  twice  as 
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large  as  the  decrease  of  any  other  compound  at 
the  comparable  age  span.   Lysine  exhibited  70^ 
its  total  decrease  between  2  and  16  days. 
Developmental  data  support  the  thesis  of  separate 
transport  systems  for  neutral,  basic  and  glycine- 
preferring  amino  acids. 


9923 


STRIBUTION  OF  Na  IN  INTESTINAL 
DURING  ABSORPTION  OF  SODIUM 

Haljamae,  H.  (U.  Goteborg  Dept. 
. ,  Sweden),  M.  Jodal  ,  0.  Lundgren 

Acta  Physiol.   Soand.   83(2): 


THE  D 

VILLI 
CHLORIDE.  (E.) 
Hlstol.  Physiol 
and  J.  Svanvik. 
283-285,  1971. 

During  the  absorption  of  NaCl  in  feline  jejunal 
segments,  the  amount  of  sodium  per  unit  weight 
protein  in  the  tips  of  intestinal  villi  is  higher 
during  resting  blood  flow  than  during  intense 
vasodilation.   Sodium  absorption  may  be  limited 
by  blood  flow.   However,  the  low  villus  concentra- 
tion of  sodium  found  during  ischemia  suggests 
that  sodium  transport  across  intestinal  epithelium 
is  not  limited  by  blood  flow.   The  existenceof  a 
countercurrent  exchange  mechanism  in  the  feline 
Intestinal  mucosa  could  explain  results,  since 
vasodilation  and  ischemia  reduce,  or  completely 
abolish,  the  efficiency  of  the  intestinal  counter- 
current  multiplier  and, hence,  the  concentration 
gradient  along  the  villi. 


992i»      STUDIES  ON  MONOSACCHARIDE  PERMEABILITY 

OF  ARTERIAL  TISSUE  AND  INTESTINAL 
SMOOTH  MUSCLE;   EFECT  OF  INSULIN,   (E.)   Arnqvist, 
H  J.  (Sch.  Med.,  Linkoping,  Sweden).  Aota 
Physiol.   Saand.    83(2) : 2^47-256,  1971. 

The  permeability  of  I'^C-labeled  D-xylose  and  the 
accumulation  of  D-glucose-^'^C  were  studied  in  rat 
and  rabbit  aorta  and  rabbit  colon  smooth  muscle. 
There  was  always  a  rapid  increase  in  the  distribu- 
tion of  sucrose-i'*C  and  sorbi tol-^'^C  (in  extra- 
cellular space)  during  the  first  30  min  of    _ 
incubation  confined  to  i^O-SO^  of  wet  tissue  weight. 
Initial  D-xylose-l'*C  and  D-gl  ucose-l^C  distribu- 
tions  were  similar  to  those  of  sucrose  and  sorbitol 
but  reached  no  equilibrium  after  30  min.   Instead 
there  was  a  gradual  increase  persisting  for  150 
min.   Rat  and  rabbit  aorta  gave  the  same  results. 
Hence,  although  sorbitol  and  sucrose  are  confined 
to  the  extracellular  space,  D-glucose  and  D-xylose 
can  penetrate  smooth  muscle  cell  membrane.   Rabbit 
colon  activity  continuously  increased  when  incubated 
for  60-180  min  in  D-glucose-^'^C;  this  elevated 
activity  exceeded  a  distribution  in  the  extra- 
cellular space.   The  membrane  permeability  of  D- 
glucose  is  rate  limiting  for  the  metabolism  of 
glucose  in  the  smooth  muscle  cells.   Insulin 
increased  moderately  glucose  accumulation  in  rat 
aorta  and  rabbit  colon  and  xylose  accumulation 
in  rabbit  colon. 


EFFECT  OF  INTESTINAL  ULCERATION.   (E.)   Breen, 
K  J   (VA  Hosp.,  Nashville,  Tenn.),  R.  E.  Bryant, 
j'.  D.  Levinson  and  S.  Schenker.  Arm.    Intern.    Med. 
76(2):211-218,  1972. 

The  absorption  of  neomycin  (2  g)  was  compared 
after  p.o.  or  enema  administration  in  normals  and 
patients  with  liver  disease  and  after  p.o.  ad- 
ministration in  patients  with  active  peptic  ulcer 
disease  and  with  regional  enteritis  and  after 
enemas  in  patients  with  ulcerative  colitis.   No 
side  effects  were  noted  in  patients.   Serum  levels 
in  fasting  normals  were  higher  than  in  nonfasting 
normals,  while  urine  levels  were  nonsigni f icantly 
higher.   In  normals,  urinary  excretion  was  not 
reduced  by  kO   ml  of  aluminum  hydroxide  gel  before 
P.O.  neomycin  or  cleansing  enemas  before  neomycin 
retention  enemas.   There  was  no  further  effect 
on  serum  or  urine  levels  when  enema  retention 
time  was  increased  beyond  1.0-1.9  hr.   There  was 
no  difference  in  cumulative  urinary  excretion 
between  the  p,o.  and  enema  studies  at  O-I4,  0-2'» 
and  Q-hi   hr.   There  was  no  difference  between 
the  p.o,  and  enema  studies  with  regard  to  urinary 
neomycin  excretion  for  each  of  the  individual 
subgroups  of  patients,  while  this  value  was 
elevated  in  normals.   Serum  levels  also  tended^ 
to  be  similar  after  p.o.  and  enema  administration. 
Serum  drawn  at  2h   hr  was  usually  free  of  neomycin. 
Patients  with  active  peptic  ulceration  (6)  and  _ 
regional  ileitis  (2)  did  not  absorb  more  neomycin 
than  normals  or  patients  with  liver  disease;  the 
same  held  for  patients  with  active  ulcerative 
colitis  W. 
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NEOMYCIN  ABSORPTION  IN  MAN.   STUDIES 
OF  ORAL  AND  ENEMA  ADMINISTRATION  AND 


9926      MULTICOMPARTMENT  ANALYSIS  OF  THE 

ABSORPTION  KINETICS  OF  WARFARIN  FROM 
THE  STOMACH  AND  SMALL  INTESTINE.   (E.)   Kekki ,  M. 
(Univ.  Cent,  Hosp,,  Helskini),  K.  PyOrSla,  0, 
Mustala,  H,  Salmi,  J,  J^^sila  and  J.  Siurala 
Int.    Z,  Pharmakol.    Ther.    Toxvkol.    5(2):209  Zl I  , 
1971. 

A  single  dose  of  1  mg/kg  sodium  warfarin  dissolved 
in  100  ml  of  water  was  given  to  5  adult  volunteers 
by  intragastric  instillation.   The  absorption  of 
the  same  dose  from  the  duodenum  in  k   volunteers 
was  studied  using  a  special  tube  system  equipped 
with  2  balloons,  between  which  a  segment  oX 
duodenum  could  be  isolated  after  inflation  of 
the  balloons  with  air.   The  drug  solution  was 
instilled  into  this  isolated  segment.   One  week 
later  all  the  test  subjects  were  given  the  same 
dose  i.v.  and  plasma  samples  were  collected  at 
appropriate  intervals.   Experimental  data  was 
simulated  on  an  analog  computer  based  on  the   _ 
assumption  that  the  kinetic  behavior  of  warfarin 
with  regard  to  its  distribution  in  various  body 
compartments,  its  fluxes  between  these  compart- 
ments and  its  rate  of  metabolism  is  identical  in 
all  types  of  experiments.   The  absorption  of 
warfarin  from  the  human  stomach  was  shown  to 
obey  first-order  kinetics,  with  a^/^^^^P^'"" 
rate  constant  that  varied  from  3.55  to  1 .23/hr, 
When  the  gastric  pH  was  decreased,  there  was  a 
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definite  retardation  of  absorption  after  the 
initial  exponential  phase.   The  absorption  rate 
constant  during  the  initial  phase  of  duodenal 
absorption  varied  from  5.28  to  3.58/hour.   Both 
gastric  and  duodenal  absorption  were  retarded 
with  decreased  intraluminal  pH.  Warfarin  was 
extremely  rapidly  absorbed  from  the  duodenum  at 
pH  8,  although  almost  entirely  in  ionized  form 
at  this  pH. 


9927      EFFECT  OF  GASTRECTOMY  AND  OF  AN  ANTI- 
CHOLINERGIC DRUG  ON  THE  GASTROINTESTINAL 
ABSORPTION  OF  A  SULFONAMIDE  IN  MAN.   (E.) 
Antonioli,  J.  A.  (U.  Lausanne  Dept.  Med., 
Switzerland),  J.  L.  Schelling,  E.  Steininger  and 
G.  A.  Borel .  Int.    Z.   Klin.   Pharmakol.    Ther. 
Toxikol.    5(2)  .-212-215,  1971. 

After  a  p.o.  dose  of  1  g  sul famethazole,  blood 
levels  were  followed  for  Ik   hr  in  2  patients 
without  any  acute  or  chronic  gastrointestinal 
disease  (one  of  whom  served  as  control  and  the 
other  of  whom  received  15  mg  of  propanethine  HBr^ 
at  30  min  before  and  again  at  the  beginning  of 
the  test)  and  a  patient  who  had  undergone  subtotal 
gastrectomy  several  yr  previously,  but  was 
asymptomatic  at  this  time.   In  the  control  patient, 
the  increase  in  plasma  concentration  occurred  in 
3  steps:   an  initial  rise  (within  30  min),  a 
brief  plateau  (less  than  2  hr)  and  a  second, 
very  rapid  rise  (less  than  30  min),  followed  by  a 
gradual  decrease.   In  the  gastrectomized  patient, 
the  sole  step  consisted  of  a  rapid  rise  (less 
than  30  min)  followed  by  a  gradual  decline.   In 
the  patient  treated  with  the  anticholinergic, 
there  was  a  small,  rapid  rise,  a  longer  plateau 
(3  hr)  and  a  second  gradual  rise  (over  6  hr). 
Maximal  levels  were  greatest  in  the  control  (at 
3-'t  hr),  and  less  so,  but  essentially  identical 
in  the  gastrectomized  (at  30-60  min)  and  medicated 
(at  9  hr)  patients. 


dependent  on  blood  flow.  The  resorption  rate  of 
glycerol  showed  a  different  dependence  on  blood 
flow  in  experiments  with  increasing  and  in  those 
with  decreasing  blood  flow.  This  was  explained 
by  a  decrease  in  permeability  of  the  epithelium 
for  glycerol  with  time.   Blood-flow-independent 
permeability  coefficients  of  the  polyalcohols 
for  the  intestinal  epithelium  of  the  rat  were 
calculated  by  means  of  a  3-compartment  model  and 
were  found  to  correspond  to  an  equivalent  pore 
radius  of  3.9±0.1  A, 


9929      FAT  ABSORPTION  IN  RAT  SMALL  INTESTINE 

WITH  SPECIAL  REFERENCE  TO  CIRCAOIAN 
RHYTHM.   (Ger.)   Ceurremans,  M.  (U.  Wurzburg 
Inst.  Anat.,  Germany).   Z,  Zellforsah.    Mikrosk. 
Anat.    119(3):33't-35^,  1971. 

Light  and  electron  microscope  studies  were 
carried  out  on  the  jejunum  of  162  Wistar  rats 
(150-300  g)  20  sec  to  20  min  after  the  injection 
of  fats  at  different  times  of  day.   Fat  resorption 
showed  a  characteristic  circadian  rhythm:   it 
was  highest  at  2  AM  and  lowest  at  2  PM.  The 
frequency  of  micropi nocytosis  (micropinocytic 
pits/110  microvilli)  was  k.fi    in  starved,  5.06 
in  normal  rats.   One  min  after  administration  of 
corn  oil  chyme  3.55,  after  I/I6  M  NaCl  solution 
4.37,  after  butter  fat  5.50,  after  ox  tallow 
7.16,  after  lard  7.66  and  after  Mazola  (corn  oil) 
9.25;  2.5  min  after  Mazola  admin,  micropinocytosts 
decreased  to  8.23,  after  5  min  to  7.67,  after  10 
min  to  6.76  and  returned  to  initial  values  between 
10  and  15  min  after  injection.   Statistical 
analysis  suggested  that  fat  can  be  absorbed 
through  micropinocytos is ,  especially  in  the 
initial  stages  of  absorption.  The  results  also 
indicate  that  frequency  of  micropinocytosis  is 
influenced  by  chemical  composition  and  physical- 
chemical  properties  of  the  administration  fat. 


9928      THE  INFLUENCE  OF  BLOOD  FLOW  ON  THE 

ABSORPTION  OF  POLYALCOHOLS  FROM  THE 
JEJUNUM  OF  RATS.   (Ger.)   Winne,  D.  (U.  Tubingen 
Pharmacol.  Inst.,  Germany)  and  J.  Remischovsky . 
Nauyn  Sohmiedeberge  Arah.   Pharmaaol.    270(1 ) :22-A0, 
1971. 

Jejunal  loops  of  Wistar  rats  were  perfused  with  a 
variety  of  ^"^C-labeled  polyalcohols  of  different 
molecular  weights  (in  buffered  saline).   Blood 
flow  and  rates  of  disappearance  from  intestinal 
lumen  and  appearance  in  intestinal  venous  blood 
were  measured  simultaneously.  A  decreased  blood 
flow  (from  approximately  1.8  to  0.25  ml  min-^g"-' 
wet  tissue)  decreased  the  disappearance  and 
appearance  rates  of  the  test  substances  and  their 
possible  metabolites.   An  increase  in  blood  flow 
had  the  reverse  effect.  With  increasing  molecular 
weights  there  was  a  decrease  in  these  transfer 
rates  and  decrease  in  their  dependence  on  blood 
flow.  The  resorption  of  ethyl  alcohol  was  most 
dependent,  that  of  adonitol  and  mannitol  least 


9930      CORTICOSTEROIDS  AND  THE  DEVELOPMENT  OF 

INTRINSIC  FACTOR-MEDIATED  VITAMIN  B12 
ABSORPTION  IN  THE  RAT.   (E.)   Gallagher,  N.  D. 
(U.  Sydney  Dept.  Med.,  Australia)  and  K.  E. 
Foley.  Gastmenterology  i>l{2):2kl-2Sh,    1972. 

Changes  in  vftamin  B12  absorption  from  birth  to 
weaning  were  studied  in  unanesthet ized  rats. 
^^Co-labeled  vitamin  B12  p.o.,  absorption  de- 
creased 15  days  after  birth,  coinciding  with  a 
rapid  rise  of  intrinsic  factor  in  the  stomach. 
The  transition  to  intrinsic  factor-mediated 
absorption  occurred  at  an  earlier  age  in  rats 
which  were  treated  with  cortisone.  Absorption 
of  the  vitamin  by  cortisone-treated  12  day  old 
rats  was  similar  to  that  in  the  weanling.  The 
absorptive  mechanism  was  saturated  when  the  dose 
of  vitamin  was  increased.  There  was  a  6-fold 
increase  in  intrinsic  factor  in  the  stomach  of 
cortisone-treated  rats.  ACTH  injected  repeatedly 
resulted  in  elevated  intrinsic  factor  levels  and 
in  an  earlier  decrease  in  the  absorption  of  the 
vitamin.  The  time  of  onset  of  the  intrinsic 
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factor  mechanism  may  be  related  to  effects  of 


endogenous  corticosterone  on  gastric  and  i 
epithelial  cell  function. 


ntestinal 


9931      EFFECT  OF  ALLOXAN  DIABETES,  INSULIN,  AND 
DIABETOGENIC  HORMONES  (THYROXINE,  HYDRO- 
CORTISONE, AND  OXYTOCIN)  ON  THE  INTESTINAL  TRANS- 
PORT OF  GLYCINE.   (Ger.)   Mahmood ,  A.  and  S.  D. 
Varma  (Oakland  U.  Inst.  Biol.  Sci .  ,  Rochester, 
Mich.).   Z.  Gastroenterol.    9(6)  :'425-'»28,  1971. 

By  means  of  the  everted  sac  technique  it  was 
demonstrated  that  glycine  transport  in  the  rat 
small  intestine  decreased  from  the  pylorus  to  the 
jejunum  and  was  reduced  by  alloxan  monohydrate 
(200  mg/kg  i.p.)  and  i.m.  administration  of 
thyroxine  (0.5  mg/day)  and  oxytocin  (O.l  I.U./day) 
for  6  days.   Glycine  transport  was  doubled  by  i .m. 
administration  of  hydrocortisone  (2.5  mg/day) 
and  tripled  by  insulin  {O.h    I.U./day)  for  6  days. 
In  alloxan  diabetes  inhibition  of  glycine  trans- 
port is  apparently  associated  with  hypoinsul ini sm 
since  administration  of  insulin  to  these  animals 
increased  transport  activities.  This  finding  and 
the  increased  glucose  transport  previously  found 
in  diabetic  rats  suggest  that  intestinal  trans- 
port of  both  sugars  and  amino  acids  is  under 
endocrine  control.   Since  diabetes  and  thyroxine 
affect  sugar  and  amino  acid  transport  in  different 
ways,  it  is  likely  that  different  transport 
mechanisms  are  involved.   This  hypothesis  is 
supported  by  the  insulin-dependence  of  glycine, 
but  not  glucose,  transport.   The  effect  of  hydro- 
cortisone on  transport  might  be  associated  with 
its  effect  on  the  sodium  pump. 


9932 


STUDIES  ON  TRANSMURAL  POTENTIALS  IN  VITRO 
IN  RELATION  TO  INTESTINAL  ABSORPTION. 

VI    THE  EFFECT  OF  SUGARS  ON  ELECTRICAL  POTENTIAL 

PROFILES  IN  JEJUNUM  AND  ILEUM.   (E.)   Lyon,  I. 

(Bennington  Coll.  Science  Div.,  Vt.)  and  H  E. 

Sheerin.  Bioahim.    Biophys.   Acta  2H3(\ )  :\- \'i , 

1971. 

A  microelectrode  recording  technique  used  to 
investigate  intestinal  active  transport  of  small 
mammals  by  measuring  transmembrane  potential 
differences  across  the  epithelium  of  rat  intestine 
is  presented.   J_n  vitro  transmembrane  potential 
differences  of  rat  jejunum  and  ileum  were  shown 
to  be  stable,  reproducible  and  able  to  respond 
quickly  to  changes  in  the  composition  of  extra- 
eel  lular  medi  a.   Epithelial  cell  impalement  in_ 
normal  Krebs-Henselei t  buffer  always  resulted  in 
a  potential  change  with  the  cell  interior  being 
negative  to  both  the  mucosal  and  serosal  media. 
Various  actively  transported  sugars  added  to  the 
mucosal  bathing  medium  caused  a  marked  increase 
in  the  transserosal  potential  difference  in  both 
jejunum  and  ileum.   Oubain  added  to  the  serosal 
bathing  caused  a  hk%   reduction  in  transmural 
potential  difference  which  was  greater  than  when 
oubain  was  added  to  the  mucosal  medium.   In 
addition,  serosal  oubain  depressed  the  sugar- 


dependent  increase  in  transmural  potential 
difference  and  both  effects  were  due  primarily 
to  a  decreased  transserosal  potential  difference. 
Phlorhizin  added  to  the  mucosal  produced  a  re- 
duction in  the  glucose-dependent  transmural 
potential  difference  which  was  not  observed  when 
phlorhizin  was  added  to  the  serosal  bathing 
medium.  These  findings  are  consistent  with  and 
lend  support  to  the  concept  of  a  serosal  ion 
extrusion  mechanism  coupled  with  active  sugar 
transport  in  the  mucosal  epithelial  cell  of  rat 
intestine. 


9933 


THE  STRUCTURE  AND  FUNCTION  OF  INTESTINAL 
LYMPHATICS  AND  THE  INFLUENCE  OF  IMPAIRED 
LYMPH  FLOW  ON  THE  ILEUM  OF  RATS.   (E.)   Kali  ma, 
T.  V.  (U.  Helsinki  2nd  Dept.  Surg.).  Saand.    J. 
Gastroenterol.    6(Suppl.  10): 1-87,  1971. 

Obstruction  of  the  mesenteric  lymphatics  in  rats 
by  a  combined  chemical  and  mechanical  method 
caused  dilatation  of  the  ileum,  edema  of  the 
intestinal  wall,  expansion  of  intestinal  villi, 
and  pathological  dilatation  of  lymphatics  in  all 
layers  of  the  intestine  after  8  days  or  less.   In 
rats  that  did  not  develop  infection  or  impaired 
intestinal  passage  due  to  adhesions,  long-term 
lymphatic  obstruction  (9-70  days)  produced  in- 
flammation in  all  3  layers  of  the  intestine,  an 
apparent  decrease  in  the  number  of  villi,  and 
interstitial  edema.   A  few  necrotic  and  infected 
areas  were  observed  at  the  base  of  mucosal  glands, 
and  increased  fibrosis  was  present  in  the  sub- 
mucosa  and  serosa.   In  15  rats  that  developed 
severe  infections,  impaired  passage  and,  in  H 
cases,  intestinal  fistulas,  lymphatic  obstruction 
for  9-70  days  caused  infiltration  of  round  cells, 
formation  of  granulation  tissue  in  the  serosa, 
and  vasculitis  of  the  lymphatics  which  was  accom- 
panied by  thrombosis  and  obstructive  lymphangitis 
in  the  most  severe  cases.   Several  granuloma-1 i ke 
structures  were  observed  in  the  thrombosed  lymph 
vessels  of  5  rats.   Electron  microscopy  showed 
that  some  of  the  lymphatics  were  closed  while 
others  were  still  patent  in  these  animals.   In  13 
rats  whose  lymphatics  became  reorganized  after 
lymphatic  obstruction  most  of  these  changes  _ 
disappeared,  but  the  amount  of  granulation  tissue 
remained  increased  and  fibrosis  was  abnormally 
pronounced.   Excretion  of  1 31  I -polyvi nyl pyrrol i done 
was  73^  higher  in  rats  with  lymphatic  obstruction 
than  in  controls. 


993'< 


DIRECT  STUDY  OF  THE  ROLE  OF  XYLOSE  AND 
SODIUM  IN  CALCIUM  ABSORPTION  BY  JEJUNAL 
PERFUSIONS  IN  MAN.   PRELIMINARY  RESULTS.   (Fr.) 
Chapuy,  M.  C,  D.  Pansu  and  G.  ^ 9"°"  (""^^"l^^s  . 
Herriot  Hosp. .  Lyon,  France).  Lyon  Med.    226(13). 

99-102,  1971. 

Ca++  absorption  was  measured  directly  in  6  normal 
fasting  adults  by  perfusing  a  solution  containing 
90  mg  Ca++  as  the  gluconate  and  various 
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concentrations  of  NaCl ,  glucose,  and  xylose;  poly- 
ethylene glycol  was  used  as  a  nonabsorbable  marker 
to  measure  changes  in  water  transport.  When  kS 
yEq/min  of  Ca'*"''"  was  perfused,  Ca"*"*"  absorption 
varied  from  4.2-13.5  pEq/min  in  25  cm  of  intestine; 
the  rate  remained  relatively  constant  in  each 
subject  when  a  steady  state  was  reached.   Simul- 
taneous absorption  of  water  and  Na+  occurred  in  5 
of  these  6  subjects,  and  secretion  of  water  and 
Na+  into  the  lumen  occurred  in  1  subject.   Re- 
placement of  glucose  by  xylose  decreased  Ca"*^ 
absorption  and  caused  water  secretion  even  though 
the  perfusion  solution  was  isotonic.   Ca"*""*"  absorp- 
tion decreased  significantly  with  decreasing  Na"*" 
concentration.   Since  the  decrease  in  Ca''"''  absorp- 
tion caused  by  decreasing  Na"'"  concentrations  was 
greater  than  that  caused  by  xylose,  Na"*"  is  probably 
essential  for  active  transport  to  occur.   Xylose 
might  act  by  mechanisms  independent  of  active 
absorption,  but  more  research  is  needed  to  confirm 
these  results. 


9935      EFFECT  OF  ANTICHOLINERGIC  AGENTS  ON  THE 

INTESTINAL  ABSORPTION  OF  "Pe  FERROUS 
CITRATE.   (E.)  Orrego-Matte,  H.  (J.  J.  Aguirre 
Hosp.,  Santiago,  Chile),  0.  Fernandez  and  I.  Mena. 
Am.   J.   Dig.    Dis.    16(9) : 789-795,  1971. 

Anticholinergic  drugs  were  found  to  inhibit  radio- 
active iron  absorption  by  an  effect  on  a  gastric 
factor  which  is  necessary  for  optimal  iron  absorp- 
tion, and  not  by  a  decrease  in  acid  secretion. 
The  radioiron  used  in  the  tests  was  ^^Fe  ferrous 
citrate  (specific  activity  26.0  mCi/mg  Fe) ,  10  y 
Ci  of  which  were  dissolved  in  water  containing 
250  yg  of  ferrous  sulfate  (92.4  yg  Fe'*"'') .   Anti- 
cholinergics produced  a  decrease  in  absorption; 
^^Fe  ferrous  citrate  absorption  in  humans  was 
reduced  after  administration  of  hexocyclium 
methosul fate;  and  absorption  in  rats  was  reduced 
after  atropine.   Delivery  of  radioiron  intra- 
gastrically  mixed  with  gastric  juice  prolonged 
the  effect  of  atropine  on  iron  absorption,  but 
not  when  the  radioiron  was  administered  intra- 
duodenally.   Iron  absorption  decreased  when  radio- 
iron  was  delivered  intraduodenal ly  in  deprotei nized 
acid  gastric  juice  or  0.10  N  HCl.   No  decrease 
occurred  when  radioiron  was  mixed  with  neutralized 
gastric  juice.  The  results  did  not  permit  the 
determination  of  the  exact  mechanism  of  anti- 
cholinergic action,  but  they  suggest  a  gastric 
effect  independent  of  the  effect  on  acid  secretion. 


9936      MODIFICATION  OF  DRUG  ABSORPTION  BY 

BACTERIAL  TOXINS  -  I.  THE  INFLUENCE 
OF  STAPHYLOCOCCAL  ALPHA  TOXIN  AND  Shigella 
dysenteriae  TOXIN  ON  RESORPTION  OF  SODIUM 
SALICYLATE.   (E.)   Schejbalov^,  E.  (Charles  U. 
Inst.  Pharmacol.,  Prague),  J.  El  is,  Z.  JiPiCka 
and  H.  RaSkov^.  Toxioon   9(4) :367-372,  1971. 


The  effect  of  crude  staphylococcal  a-toxin  (1/3 
LDgQ  i.v.)  and  Shigel la  dysenteriae  (1/10  LDcq 
i.v.)  on  the  intestinal  absorption  of  sodium 


salicylate  was  studied  in  rats.  After  p.o. 
administration  of  sodium  salicylate  its  level  in 
the  blood  and  liver  of  staphylococcal  a-toxin- 
intoxicated  rats  was  significantly  lower  than  in 
control  animals,  indicating  an  impaired  absorption. 
Two  types  of  histological  changes  were  found  in 
these  animals.  The  first  was  characterized  by 
shortening  and  thickening  of  villi  (length  350-500 
y  against  500-550  y  in  controls;  width  108-140  p 
against  92-132  y  in  controls),  edema  of  the 
reticular  core,  and  the  presence  of  structureless 
oxyphilic  precipitates  under  the  basement  membrane. 
The  second  type  of  change  was  characterized  by 
intestinal  villi  of  normal  length  with  the  width 
sometimes  increased  by  edema,  occasional  dis- 
connection of  the  superficial  epithelial  layer 
on  the  top  of  the  villi  by  small  foci  of  necrobiosis, 
and  the  same  oxyphilic  precipitate  near  the  base- 
ment membrane.   Shigella  dysenteriae  toxin  also 
inhibited  sodium  salicylate  absorption  with  a 
peak  inhibition  at  72  hr  after  treatment,  at  which 
time  small  foci  of  degeneration  and  necrobiosis 
in  the  epithelial  layer  were  seen. 


9937      INTESTINAL  ABSORPTION  OF  RAD  10 IODINE 

LABELLED  HUMAN  SERUM  ALBUMIN,  MONO- 
lODOTYROSINE  AND  D I  - lODOTYROS I NE  FOLLOWING 
ABDOMINAL  RADIATION  THERAPY.   (E.)   Cionini,  L. 
(U.  Florence  Med.  Sch.,  Italy),  A.  Becciolini,  L. 
Dal  la  Palma  and  G.  De  Fiuli.  Acta  Radiol.    [Ther.] 
(Saand.)    10(3) :34l-352,  1971. 

The  effect  of  ^"^Co  abdominal  radiation  therapy 
on  the  intestinal  absorption  of  radioiodine- 
labelled  human  serum  albumin,  mono-iodotyrosine 
and  di-iodotyrosine  was  studied  in  50  female 
patients  undergoing  radiotherapy  after  total 
hysterectomy  or  bilateral  oophorectomy.  Ninety 
percent  of  the  patients  had  altered  absorption 
halfway  through  the  treatment  (2500-3000  R) ,  and 
those  who  had  no  impairment  by  this  time  had  none 
at  the  end.  The  damage  appeared  to  be  more  serious 
in  those  patients  who  improved  from  the  halfway 
point  to  the  end  of  the  treatment  and  less  marked 
in  those  with  further  impairment.   No  definite 
relationship  was  evident  between  the  frequency 
of  stools  and  the  degree  of  malabsorption.   Im- 
pairment of  di-iodotyrosine  absorption  was  more 
marked  than  that  of  labeled  serum  albumin  or  mono- 
iodotyrosine.  The  damage  caused  by  irradiation 
in  the  intestinal  mucosa  seems  to  affect  the 
mechanism  of  parietal  transit  while  the  hydrolytic 
processes  occur  to  a  normal  degree. 


9938      INTERRELATION  OF  INTESTINAL  TRANSPORT 

SYSTEM  FOR  MANGANESE  AND  IRON.   (E.) 
Thomson,  A.  B.  R.,  D.  Olatunbosun  and  L.  S. 
Valberg  ((Queen's  U.,  Kingston,  Ontario,  Canada). 
J.    Clin.   Lab.   Med.    78 (4) :642-655 ,  1971. 

The  site  and  kinetics  of  manganese  absorption  in 
the  small  intestine,  and  the  effect  of  iron  on 
manganese  absorption  were  studied  in  rats  and  man. 
In  iron-loaded  rats,  a  similar  proportion  of 
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manganese  was  taken  up  by  the  duodenum,  jejunum 
and  ileum  with  about  20%  of  this  passing  to  the 
carcass.   In  iron  deficiency,  there  was  a  significant 
increase  in  manganese  uptake  and  transfer  in  the 
duodenum  and  a  significant  decrease  in  the  jejunum. 
Manganese  absorption  was  markedly  enhanced  by 
iron  deficiency  in  both  rats  and  man.   In  iron- 
loaded  rats,  manganese  transfer  was  closely 
dependent  upon  dose  and  uptake  was  greater  than 
transfer,  whereas  in  iron  deficiency,  manganese 
uptake  and  transfer  were  greatly  increased.   In 
iron-deficient  rats  the  addition  of  iron  to  the 
manganese  perfusate  was  associated  with  a  signifi- 
cant reduction  in  manganese  absorption.   Neither 
Iron  nor  manganese  had  an  inhibitory  effect  on 
absorption  of  the  other  metal  except  at  high 
doses  in  iron-loaded  rats.   Greater  amounts  of 
Fe  than  Mn  were  absorbed  from  an  equimolar  mix- 
ture.  No  significant  difference  was  observed 
between  the  iron-deficient  and  iron-loaded  rats 
in  the  retention  of  absorbed  Mn.   Similar  results 
were  seen  in  patients  with  normal  iron  stores. 


9939 


ON  THE  MECHANISM  OF  MUTUAL  INHIBITION 
AMONG  SODIUM-DEPENDENT  TRANSPORT 

SYSTEMS  IN  THE  SMALL  INTESTINE.   A  HYPOTHESIS. 

(E.)   Semenza,  G.  (ETH  Lab.  Biochem. ,  Zurich, 

Switzerland).  Bioohim.    Biophys.   Acta   2'4l(2): 

(>37-(>^3,    1971. 

The  author  proposes  a  mechanism  to  account  for 
the  observation  that,  despite  transport  in  the 
small  intestine  by  different  carriers,  sugars  and 
amino  acids  mutually  inhibited  each  other's 
uptakes.   Using  brush  borders  of  everted  strips 
of  hamster  intestine,  it  was  found  that  both  the 
inhibition  of  substrate  influx  and  the  stimulation 
of  substrate  efflux  may  be  due  to  a  local  decrease 
of  gradients  of  Na"^  (and  of  K+)  across  the  mem- 
brane.  Equations  are  given  for  the  Na+-dependent 
unidirectional  flux  and  for  trans-inhibition  of 
Na+. 


99'tO 


INHIBITION  OF  AMINO  ACID  TRANSPORT  IN 
RAT  INTESTINAL  RINGS  BY  TETRACYCLINE. 


(E.)   Ling,  V.  (St.  Justine  Hosp.,  Montreal, 
Quebec,  Canada)  and  C.  L.  Morin.  Bioohim.    Biophys. 
Aota   2^49(1):  252-259,  1971. 

Tetracycline  (400  mg/kg  i.p.)  given  ^4  hr  before 
the  study  decreased  (29.5%  inhibition)  the  in- 
corporation of  L-l'*C-lysine  into  trichloroacetic 
acid-precipitable  protein  by  rat  intestinal  rings 
as  compared  to  untreated  controls.   Intestinal 
rings  were  incubated  for  ^40-50  min  with  alanine, 
lysine  or  cycloleuci ne.   Compared  to  controls 
rats  treated  with  tetracycline  h   and  8  hr  before 
study  showed  no  significant  decrease  in  the 
intracellular  accumulation  of  these  amino  acids. 
However,  animals  treated  with  tetracycline  12^hr 
prior  to  study  showed  a  marked  decrease  (28. 5% 
inhibition)  in  tissue  accumulation  of  the  3 
amino  acids  as  compared  to  that  in  control  rats. 
Tissue  accumulation  of  cycloleucine  in  rats 
treated  with  tetracycline  12  hr  previously  was 
lower  in  treated  than  in  controls  after  5  mm  of 
incubation.   No  difference  in  the  decline  of 
residual  intracellular  radioactivity  with   C- 
cycloleucine  was  found  between  intestinal  rings 
from  controls  and  treated  animals.   The  velocity 
of  alanine  uptake  was  slowed  by  tetracycline  at 
all  alanine  concentrations  tested  and  at  high 
concentrations  the  rate  of  increase  slowed,  con- 
sistent with  a  saturable  transport  mechanism. 
Total  tissue  water  was  similar  in  control  and 
treated  rats  while  the  extracellular  space  was   _ 
increased  somewhat  in  treated  animals.   Histological 
examination  of  control  and  treated  jejunum  sec- 
tions were  normal  and  similar  for  both  groups. 
Tetracycline  may  serve  to  reduce  the  amount  of 
transport  protein(s)  which  turns  over  rapidly  and 
is  needed  for  amino  acid  translocation  and  acts 
as  a  rate-limiting  factor. 


ggitl       BICARBONATES  AND  TRANSEP  ITHEL  I AL 

POTENTIAL  DIFFERENCE  IN  RAT  JEJUNUM 
INCUBATED  IN  VITRO.   II.   (it.)   Faelli,A.  (U. 
Milan  Inst.  Gen.  Physiol.,  Italy)  and  G.  Garotta. 

Boll.    Soa.   Ital.   Biol.   Sper.    '♦7  (1 )  :29-32,  1971. 


See  also  numbers:   10122,  10126,  10399.  10't03 
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99'»2      ISOLATED  RABBIT  COLON  PREPARATION:   A 

SENSITIVE  METHOD  FOR  THE  BIOASSAY  OF 
CAERULEIN  AND  RELATED  SUBSTANCES.   (E.)   Montovani, 
P.  (U.  Parma  Inst.  Pharmacol.,  Italy)  and  M. 
Impicciatore.  Naunyn  Sahmiedehergs  Arch.    Phamakol. 
27l(3):330-33'4,  1971. 

An  isolated  preparation  of  rabbit  colon  had  high 
sensitivity  to  caerulein,  the  threshhold  dose 
being  0.1-0.5  ng/ml .   Eledoisin  and  cholecys toki ni n 
C-terminal  heptapeptide  were  the  only  drugs  with 
a  more  intense  stimulant  (contraction)  action 
than  that  of  caerulein.   I ndolealkyl amines , 
histamine  and  bradykinin  showed  poor  activity. 
Eledoisin  and  caerulein  activities  could  be 
distinguished:   rabbit  small  intestine  when 
stored  in  cold  Krebs  solution  showed  persistent 
responsiveness  (6-7  days)  to  eledoisin  while  its 
sensitivity  to  caerulein  strongly  decreased  even 
by  the  second  day.   Tetradoxin  abolished  the 
motor  response  caused  by  caerulein  but  did  not 
affect  the  one  elicited  by  eledoisin.   That  the 
structures  excited  by  caerulein  are  parasympathetic 
in  nature  cannot  be  excluded.   Although  atropine 
in  high  concentration  only  reduced  the  effect  of 
caerulein,  eserine  potentiated  the  motor  response 
caused  by  the  peptide. 


99^3      INTESTINAL  5-HYDROXYTRYPTAMINE  IN 

EXPERIMENTAL  MECHANICAL  ILEUS.   (E.) 
Kaltiala,  E.  H.  (U.  Oulu  Dept.  Surg.,  Finland). 
Acta  Chir.    Saand.    1 37(6) :563-568,  1971. 

Mechanical  ileus  of  the  large  and  small  intestines 
was  induced  in  male  Sprague-Dawley  rats  and  the 
5-hydroxytryptamine  (5-HT)  content  of  the  intes- 
tinal wall  above  and  below  the  site  of  the  ob- 
struction was  assayed.   Controls  were  subjected 
to  a  sham  operation.   Duodenal  ileus  significantly 
reduced  the  5-HT  content  of  the  obstructed  area 
within  17  hr,  while  in  the  terminal  ileum  signifi- 
cant decrease  in  intestinal  5-HT  occurred  k   days 
after  the  obstructing  operation.   In  mechanical 
ileus  of  the  proximal  colon,  the  5-HT  content 
above  the  site  of  obstruction  decreased  between 
the  third  and  fifth  day;  in  the  distal  colon  5-HT 
content  decreased  between  the  sixth  and  twelfth 
day.   There  was  no  change  noted  in  the  5-HT  con- 
tent of  the  intestine  below  the  obstructive  site 
in  any  area  of  the  intestines.   Possible  reasons 
for  the  drop  in  5-HT  content  during  mechanical 
ileus  may  be  increased  liberation  of  5-HT  from 
argentaffin  cells,  decreased  synthesis  or  both. 
The  results  suggest  that  increased  peristalsis 
had  less  to  do  with  5-HT  release  than  increased 
intraluminal  pressure.   5-HT  concentration  was 
reduced  only  after  intraluminal  pressure  increased 
and  may  reflect  mucosal  damage.   The  availability 
of  tryptophan,  cupric  ions,  and  ascorbic  acid  may 
be  factors  in  the  lack  of  biosynthesis  of  5-HT. 


Isenberg,  J.  I.  (Wadsworth  Gen.  Hosp.,  Los 
Angeles,  Calif.)  add  A.  Csendes.  Am.    J.    Physiol. 
222(2)  :'»28-i(31  ,  1972. 

Mongrel  dogs  were  prepared  with  a  Thomas  cannula 
in  the  stomach  6-8  cm  proximal  to  the  gastro- 
duodenal  junction,  and  a  second  Thomas  cannula 
in  the  duodenum,  12-15  cm  distal  to  the  gastro- 
duodenal  junction.   Dogs  were  rested  for  k   weeks 
before  studies  in  which  open-tipped  polyvinyl 
tips  perfused  with  water  by  a  syringe  pump  were 
used  as  sensors.   These  pressure  sensors  were 
moved  in  1-cm  increments  and  at  15-sec  intervals 
across  the  pylorus.   Studies  were  performed  with 
i.v.  infusion  of  saline  (control)  or  the  C-terminal 
octapeptide  of  cholecystokinin  (0.25,  0.5  and  1.0 
yg/kg-hr,  on  separate  days).   When  the  sensors 
were  moved  from  the  stomach  to  the  duodenum,  the 
mean  resting  pressure  of  the  pyloric  sphincter 
ranged  from  12.0-19.^  cm  H2O,  while,  when  it  was 
moved  from  the  duodenum  to  the  stomach  the  pressure 
ranged  from  k .2    to  l^^.l  cm  H2O.   The  zone  of 
increased  pressure  occurred  at  the  same  site 
with  movement  in  either  direction,  and  the  mean 
stomach-to-duodenum  pressure  was  greater  than 
the  mean  duodenum-to-stomach  pressure.   There 
were  many  more  pull-throughs  with  zero  pressure 
with  movement  of  the  sensors  from  duodenum  to 
stomach  than  in  the  other  direction.   In  all 
studies,  the  pyloric  zone  of  increased  pressure 
occurred  at  the  same  time  as  the  change  in 
potential.   Significant  changes  in  pyloric 
pressure  were  seen  only  with  the  2  higher  doses 
of  the  octapeptide  with  stomach-to-duodenum  move- 
ment and  only  with  the  highest  dose  in  the  other 
direction.   With  movement  in  both  directions, 
increasing  doses  of  the  octapeptide  produced  a 
stepwise  increase  in  the  percentage  of  pull-throughs 
with  a  definite  zone  of  increased  pressure. 


99't5      EFFECTS  OF  HIGH-ALTITUDE  EXPOSURE  ON 

RATE  OF  INGESTA  PASSAGE  IN  RATS.   (E.) 
Krabill,  L.  F.  (Fitzsimons  Gen.  Hosp.,  Denver, 
Colo.)  and  J.  P.  Hannon.  Am.    J.    Physiol.    222(2): 
'♦58-'«6l,  1971. 

Polyethylene  glycol  was  used  as  a  marker  to  mea- 
sure intestinal  transit  time  in  Sprague-Dawley 
rats.   One  group  was  exposed  to  high  altitude 
(I't.llO  feet)  and  fed  ad  libitum  on  a  meal-eating 
schedule.   The  second  group  was  maintained  at 
low  altitude  (5,280  feet)  and  was  pair-fed  to  the 
first  group.   A  third  control  group  was  also  main- 
tained at  low  altitude  (5,280  feet)  and  was  fed 
ad  libitum.   Exposure  to  high  altitude  (1-8  days) 
was  accompanied  by  an  increased  intestinal  transit 
time,  reduced  food  intake,  decreased  efficiency 
of  food  utilization  and  suppression  of  growth. 
The  changes  seen  at  high  altitude  increased  in 
severity  with  increasing  duration  of  exposure. 


33hk  EFFECT  OF  OCTAPEPTIDE  OF  CHOLECYSTOKININ     99^6 

ON  CANINE  PYLORIC  PRESSURE.   (E.) 


CINERADIOGRAPHIC  STUDIES  OF  GASTRIC 
MOTILITY  IN  TURKEYS.   (E.)   Dziuk,  H.  E. 
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(U.  Minnesota  Coll.  Vet.  Med.,  St.  Paul)  and 

G.  E.  Duke.  Am.    J.    Physiol.    222(1 ): 1 59-166 ,  1972. 

Direct  observation  and  cineradiography  were  used 
to  study  gastric  motility  in  the  stomachs  of 
turkeys.   There  were  6  phases  of  rhythmic  contrac- 
tions of  the  muscular  stomach,  and  these  correlated 
with  contractions  of  the  glandular  stomach  and 
duodenum.  The  first  phase  lasted  h   sec  and  con- 
sisted of  the  onset  of  thin  muscle  contraction, 
completion  of  thick  muscle  contraction  and  closure 
of  the  gastric  isthmus.   During  the  second  phase 
(l4  sec)  there  was  relaxation  of  thick  muscles, 
maximal  contraction  of  thin  muscles,  onset  of 
thin  muscle  relaxation  and  opening  of  the  py  orus 
with  onset  of  flow  of  ingesta  from  the  muscular 
stomach  to  the  duodenum.  The  third  phase  (2  sec) 
was  characterized  by  onset  of  thick  muscle  con- 
traction; closure  of  the  pylorus,  with  cessation 
of  flow  of  ingesta  from  the  muscular  stomach  to_ 
the  duodenum;  contraction  of  the  duodenum;  opening 
of  the  gastric  isthmus;  reflux  of  ingesta  from 
the  muscular  stomach  to  glandular  stomach;  cessa- 
tion of  thin  muscle  contraction.   During  Phase 
Four  (2  sec)  there  was:   continuation  of  thin 
muscle  contraction  and  relaxation  of  thin  muscles. 
Phase  Five  (12  sec)  consisted  of  continuation  of 
thick  muscle  contraction;  onset  of  contraction  of 
glandular  stomach  beginning  at  the  esophageal  end; 
flow  of  ingesta  from  glandular  stomach  to  crania 
dorsal  sac  of  muscular  stomach;  onset  of _ relaxation 
of  thick  muscles;  completion  of  contraction  of 
glandular  stomach.  A  sixth  phase  of  relaxation 
occurred  only  infrequently  and  at  irregular 
intervals. 


Qqi.7      GASTRIC  PRESSURE  AND  SMOOTH  MUSCLE 

ELECTRICAL  POTENTIAL  CHANGES  IN  TURKEYS. 
(E  )   Duke,  G.  E.  (U.  Minnesota  Coll.  Vet.  Med., 
St  Paul)   H.  E.  Dziuk  and  0.  A.  Evanson.  Am.    J. 
Physiol.    222(0:167-173,  1972. 

Turkeys  were  prepared  with  a  cannula  placed  in 
the  proximal  duodenum  through  a  fistula  and  either 
1  or  2  pairs  of  electrodes  implanted  in  the  thick 
caudodorsal  and/or  thin  caudoventral  muscles  of 
the  muscular  stomach.  The  pressure  record  from 
the  glandular  stomach  was  characterized  by  a 
large  positive  wave  representing  the  pressure 
increase  during  contraction  of  this  organ.  This 
large  wave  was  preceded  by  smaller  waves  caused 
by  the  reflux  of  ingesta  from  the  muscular  stpmach 
during  the  contraction  of  the  thick  muscles. 
The  pressure  record  from  the  muscular  stomach 
was  generally  composed  of  2  major  pressure  waves 
per  gastric  cycle;  the  first  was  due  to  con  raction 
of  the  thin  muscles;  the  second,  to  contraction 
of  thick  muscles,  and  these  2  waves  varied  in 
magnitude.  There  was  usually  a  rise  in  Pressure 
which  began  in  the  glandular  stomach  just  before 
the  maximal  pressure  rise  associated  with  con- 
traction of  the  thick  muscles  was  reached;  the 
latter  started  to  cease  before  the  former. _ 
Elevated  pressures  began  in  the  upper  proximal 
duodenum  after  the  maximal  pressure  associated 


with  contraction  of  the  thin  muscles  was  reached 
and  lasted  until  the  next  cycle.   Elevated  pressures 
in  both  parts  of  the  stomach  and  duodenum  were 
usually  correlated  and  their  frequencies  were 
nearly  equal.  The  mean  magnitude  of  pressure 
change  as  a  result  of  contraction  decreased  in 
the  following  order  :  thick  muscles,  thin  muscles, 
glandular  stomach  and  duodenum.   Pressures  within 
the  glandular  stomach  ranged  from  h-VO   mm  Hg , 
but  pressures  higher  than  100-125  mm  Hg  were 
seldom  observed.   Mean  peak  pressures  due  to 
contraction  of  the  glandular  stomach  and  to  thin 
and  thick  muscles  of  the  muscular  stomach  were 
Zk     2*4  and  35  mm  Hg .  resp,  and  the  mean  duration 
of  pressure  rises  was  7.3,  5-6  and  3.h   sec,  resp. 

qO/,8      EFFECTS  OF  5-HYDROXYTRYPTAMI NE  ON 
ISOLATED  STRIPS  OF  THE  GUINEA-PIG 
STOMACH.   (E.)   Yamaguchi,  T.  (Kyushu  U  Fac 
Med.,  Fukuoka,  Japan).  Br.    J.    Pharmacol.    hk(]) . 
100-108,  1972. 

The  effects  of  5-hydroxytryptami ne  (5-HT)  on 
isolated  strips  of  longitudinal  and  circular 
muscle  of  the  guinea  pig  stomach  showed  that  the 
resting  tension  of  the  longitudinal  muscle  was 
increased  (contraction)  whilethat  of  the  c  rcu  r 
muscle  was  decreased  (relaxation),  j^e  e  effec  s 
were  blocked  by  lysergic  acid  diethylamide  (LSD), 
but  were  not  affected  by  tetrodotoxin  hyoscine, 
or  morphine.   In  both  muscle  layers,  5-HT 
potentiates  the  contractions  in  response  to 
electrical  stimulation.   It  seems  that  5-Hl 
:  the  potentiates  the  release  of  transm, tter  or 
increases  muscle  sensitivity.   In  the  isolated 
intact  stomach.  5-HT  caused  either  a  reduction 
in  intraluminal  pressure  or  a  diphasic  response. 
It  was  postulated  that  in  the  l''''^\''°^/f^^^^ 
5-HT  could  not  reach  the  smooth  muscle  or  there 
may  be  an  interaction  between  longitudinal  and 
^trcular  muscles,  or  detection  of  pressures  may 
not  be  sensitive  enough,  thus  exp  aining  the 
variable  response  in  the  entire  ^^omach   Ne  vous 
elements  may  have  spontaneous  activity  °"'y  '" 
the  intact  stomach  therefore  requiring  electrical 
ttmulation  for  the  detection  of  M  receptors  in 
isolated  strips.   The  sphincter  antr,  seems  to 
be  poorly  innervated  and  to  possess  few  D 
receptors . 


99't9 


ADRENERGIC  AND  CHOLINERGIC  RECEPTORS 
OF  INTESTINAL  VILLI  IN  DOGS.   (E.) 
Kokas,  E.  (U.  North  Carolina  Sch.  ^ed..  Chapel 
Hill)  and  H.  A.  Gordon.  J.    Pharmacol.    Exp. 
fher.    180(0:56-61,  1972. 

The  contractions  of  the  villus  field  to  alpha 
and  beta  agonists  and  blockers  was  studied  ,n 
the  in  estinal  mucosa  of  25  dogs.  The  dogs  were 
anesihet  zed  with  phenobarbi tal  sodium  and  gas- 
tric juce,  endogenous  villikinin,  and  mucus  was 
r;:ovid  fr;m  the  field  of  study.   ^  ''collar  of 
mucus  allowed  topical  appl i cat  ion  of  ^he  drugs 
and  the  observation  of  the  villi  by  a  stereoscopic 
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microscope.   It  was  found  that  alpha  agonists 
(norepinephrine  or  phenylephrine)  stopped  villous 
activity,  while  a  beta  agonist  (isoproterenol) 
enhanced  activity.   The  alpha  adrenergic  blocker, 
phentolamine,  antagonized  the  effects  of  norepine- 
phrine while  the  beta  blockers,  propranolol  and 
dichloroisoproterenol  antagonized  the  effect  of 
isoproterenol.   L-Epi nephr i ne ,  and  alpha  agonist 
or  a  beta  agonist  according  to  dose,  depressed 
(alpha)  or  stimulated  (beta)  villus  activity. 
Inhibition  was  predominant  at  dosage  of  100  mg/ml . 
Epinephrine  stimulated  villus  activity  after  pre- 
treatment  with  phentolamine  while  after  pretreatment 
with  propanolol ,  epinephrine  inhibited  activity. 
Combined  phentolamine  and  propranolol  pretreatment 
prevented  both  effects  by  epinephrine.   Cholinergic 
agents  increased  motility.   These  results  were 
compared  to  previously  reported  effects  of  these 
agents  on  the  motility  of  the  tunica  muscularis. 


9950      EXCITATION  OF  INTESTINAL  MUSCLE  BY 

ATROPINE,  TETRODOTOXIN,  AND  XYLOCAINE. 
(E.)  Wood,  J.  D.  (Williams  Coll.  Dept.  Biol., 
Wi 1 1 iamstown,  Mass.).  Am.    J.    Physiol.    222(1): 
118-125,  1972. 

Sections  from  the  first  12-15  cm  of  jejunum  caudal 
to  the  ligament  of  Treitz  were  removed  from  cats 
under  anesthesia.   Isolated  segments  not  used 
immediately  were  refrigerated  in  Tyrode  solution 
at  5-8°C  without  aeration;  if  tissue  was  stored 
for  more  than  1  day,  the  solution  was  replaced 
daily  with  fresh  5-8°C  Tyrode  solution  previously 
aerated  with  951  02-5^  CO2.   Both  transverse 
strips  and  intact  segments  of  intestine  were  used 
in  these  in  vitro  studies.   In  all  control  pre- 
parations, there  were  seen  to  be  low  levels  of 
mechanical  activity  of  the  circular  muscle, 
electrical  slow  waves  of  longitudinal  muscle  and 
absence  of  action  potentials  of  the  circular 
muscle.   Increased  amplitude  of  contraction  of 
circular  muscle  and  the  production  of  action 
potentials  accompanied  exposure  to  atropine  pro- 
caine, lidocaine  and  tetrodotoxin ;  this  activity 
was  suppressed  by  high  concentrations  of  lidocaine. 
After  storage  at  5°C  for  7  days,  there  was  no 
excitatory  response  to  atropine  or  lidocaine, 
except  at  high  concentrations  of  the  latter. 
After  this  period  of  storage,  excitation  was  seen 
with  BaCl2.   Transmural  electrical  stimulation 
inhibited  the  atropi ne- i nduced  circular  muscle 
activity;  this  inhibition  was  abolished  by  lido- 
caine, procaine  and  tetrodotoxin,  but  not  by 
guanethidi ne.   After  blockade  of  enteric  neurons, 
conducted  responses  to  mechanical  stimulation 
were  more  easily  elicited  and  were  propagated 
over  longer  distances.   The  data  suggest  that 
excitation  of  the  circular  muscle  by  muscarinic 
blocking  agents  and  local  anesthetics  is  indirect 
and  may  result  from  an  action  of  these  agents  on 
the  enteric  nervous  system. 


9951      MOTILITY- INDUCING  FACTORS  IN  ALIMENTARY 
TRACT  SOLUTIONS.   (E.)   Schofield,  G.  C. 


(Monash  U.  Dept.  Anat.,  Clayton,  Victoria, 
Australia),  A.  J.  Bond,  A.  M.  Atkins  and  N.  G.  M. 
Wreford.  Gastroenterology   (>2  (2)  :2(>B-27k  ,    1972. 

In  vitro  preparations  were  made  using  5-cm  seg- 
ments of  ileum,  from  a  point  12-25  cm  from  the 
ileocecal  junction  in  guinea  pigs  and  rabbits  and 
from  50-200  cm  from  this  junction  in  pigs  and 
sheep.   Test  solutions  (secretions  or  dialysates 
of  tissue)  were  obtained  from  various  areas  of 
stomach,  duodenum,  jejunum,  ileum  and  colon  and 
from  human  saliva.   Vigorous  and  sustained  con- 
tractions of  these  in  vi  tro  loops  were  produced 
by  perfusion  with  substances  from  solutions  of 
isolated  duodenum  (guinea  pig,  rabbit,  sheep, 
pig),  pyloric  antrum  of  rabbits  and  human  saliva. 
The  molecular  weight  of  this  substance(s)  was 
1000  to  10,000.   This  mot i 1 i ty- i nduci ng  activity 
was  resistant  to  heating  of  the  factor(s)  to 
55°C  for  5  min;  incubation  at  pH  2  or  pH  11  for  1 
hr  at  37°C  followed  by  readjustment  to  pH  8.0; 
and  incubation  for  30  minutes  at  37°C  with  20 
ug/ml  of  trypsin  or  pepsin.  These  ul t raf i 1 trates 
were  inactivated  after  heating  to  100°C  for  5  min 
or  after  incubation  for  30  min  at  37°C  with  20 
Mg/ml  of  pronase. 


9952      STATISTICS  OF  CONTRACTIONS  AT  A  POINT 

IN  THE  HUMAN  DUODENUM.   (E.) 
Christensen,  J.  (VA  Hosp.,  Iowa  City,  Iowa),  J.  R. 
Glover,  E.  0.  Macagno,  R.  B.  Singerman  and  N.  W. 
Weisbrodt.  Am.    J.    Physiol.    221  (6)  :  I8I 8-1 823  , 
1971. 

Pressure  peaks  from  the  third  part  of  the  duodenum 
were  studied  in  9  healthy  volunteers  who  swallowed 
a  bundle  of  h   water-filled  polyvinyl  tubes  (1  mm 
internal,  2  mm  external  diameter),  each  containing 
a  distal  terminal  plug  and  a  distal  lateral  open- 
ing 1  mm  in  diameter.   These  openings  were  1  cm 
apart  and  each  was  covered  by  a  latex  rubber 
sleeve.   Subjects  were  fasted  12-18  hr  before 
intubation  and  control  values  were  obtained. 
Thirty  min  after  intubation,  each  subject  drank  1 
pint  of  skim  milk  and  records  were  made  for  60- 
120  minutes.   The  computer  management  of  the 
recorded  data  is  discussed.   Pressure  peaks  on 
adjacent  channels  were  found  to  be  independent, 
meaning  that  the  physical  length  of  the  contrac- 
tions producing  these  pressure  peaks  can  be  less 
than  2  cm.   Peaks  and  valleys  tended  to  occur 
with  a  regular  periodicity  of  5  min.   A  single 
contraction  cycle  was  most  often  followed  by  a 
single  rest  cycle,  less  often  by  2,  still  less 
often  by  3,  and  so  on.   There  was  little  cross- 
correlation  between  the  numbers  of  contraction 
cycles  in  any  series  and  the  numbers  of  rest 
cycles  in  the  following  series  of  rest  cycles. 
The  patterns  of  occurrence  of  sequential  con- 
traction and  rest  cycles  favor  groups  of  1-2 
contraction  cycles  (accounting  for  35%),    followed 
by  1-13  rest  cycles  (account  for  95%).   In  the 
9  subjects  the  proportion  of  slow-wave  cycles 
varied  from  14-33.6%  (mean  2.5U). 


1177 


MOTILITY 


9953      EFFECTS  OF  GASTRIC  DISTENTION  ON  ACTIVITY 

OF  ABDOMINAL  MUSCLES  IN  DOGS.   (E.) 
Tong  E.  Y.  (U.  Wisconsin  Dept.  Physio!.,  Madison) 
and  D.  T.  Tjioe.  Am.    J.    Physiol.    221  (6) : 1652-1 656, 
1971. 

In  this  study,  tone  of  abdominal  muscles  was^ 
studied  in  mongrel  dogs  who  had  received  sodium 
pentobarbital  (20-23  mg/kg,  i.v.).  With  inflation 
of  an  intragastric  balloon,  there  was  a  decrease 
in  muscular  activity  of  both  the  external  oblique 
and  rectus  abdominis  muscles;  activity  could  be 
abolished  with  sufficient  intragastric  pressure. 
The  mean  latent  period  between  gastric  distention 
and  abdominal  muscular  relaxation  was  1  sec.   In 
another  group,  the  elevation  in  intra-abdominal 
pressure  caused  by  external  pressure  (bandaging) 
was  much  higher  than  that  caused  by  gastric  dis- 
tention, but  the  inhibition  of  steady-state  con- 
tractions in  the  external  oblique  was  usually 
much  greater  with  increased  intragastric  pressure. 
Complete  deaf ferentat ion  by  cervical  vagotomy  and 
either  chronic  or  acute  abdominal  sympathectomy 
showed  that  the  afferent  fibers  for  the  gastro- 
abdominal  reflex  are  contained  in  the  thoraco-^ 
lumbar  system.   The  reflex  inhibition  of  abdominal 
muscular  tone  was  abolished  following  splanchnico- 
tomy  and  abdominal  sympathectomy  either  alone  or 
after  vagotomy,  and  was  not  prevented  by  vagotomy 
alone.   The  effect  of  increased  intraabdominal 
pressure  was  to  augment  the  inhibition  of  abdominal 
muscular  tone  caused  by  gastric  distention. 

995/»      CIRCADIAN  RHYTHM  OF  CELLULAR  DYNAMICS 

IN  THE  GASTRIC  MUCOSA  (FUNDUS  AND  PYLORIC 
REGION)  IN  TERMS  OF  THE  NERVOUS  SYSTEM  TYPE  IN 
RATS  WITH  TIME-CONDITIONED  ALIMENTARY  REFLEX. 
(E.)   BSlan,  M.  (Acad.  Med.  Sci .  Inst.  Public 
Health,  lasi,  Rumania)  and  L.  Marza.  Rev.    Roum. 
Embryot.    Cytol.    8  (1 ) : 107-1 22  ,  1971. 

Specimens  of  gastric  fundus  and  pylorus  of  male 
rats  were  studied  with  respect  to  cellular  dynamics 
in  terms  of  the  animals'  emotional  disposition  and 
time-conditioned  alimentary  reflex.   Rats  were 
classified  as:   choleric  (strongly  unbalanced), 
sanguine  (strongly  unbalanced,  mobile),  phlegmatic 
(balanced,  inert)  or  weak.   The  index  of  cellular 
proliferation  was  higher  in  the  choleric  and 
sanguine  rats  than  in  the  phlegmatic  and,  to  an 
even  greater  extent,  the  weak  types.   The  renewal 
of  cells  in  the  glandular  neck  was  found  to 
exhibit  nyctohemeral  variations  depending  on  the 
time  conditioned-reflex. 


9955      EFFECTS  OF  SOME  DRUGS  ON  ELECTRICAL 

ACTIVITY  OF  THE  ISOLATED  COLON  OF  THE 
CAT.   (E.)   Wienbeck,  M.  and  J.  Christensen  (U. 
Iowa  Coll.  Med.,  Iowa  City).  Gastroenterology 
i,\{h,    Pt.  l):'470-478,  1971. 

The  effects  of  autonomic  drugs  and  drugs  known 
to  influence  colonic  motility  on  slow  wave  fre- 
quency and  duration  and  on  spike  activity  were 


studied  in  the  isolated  circular  muscle  of  '43 
cat  colons.  Untreated  control  colons  showed 
slower,  longer  and  more  variable  slow  wave  fre- 
quencies proximal ly  rather  than  distal ly.  Anti- 
cholinergic agents  such  as  atropine  reversed  the 
cholinergic  effects  of  prolonged  slow  wave  dura- 
tion and  enhanced  spike  activity.  Adrenergic 
agonists  such  as  norepinephrine  and  epinephrine 
inhibited  spike  activity  at  high  concentrations 
and  had  only  slight  reducing  effects  on  slow  wave 
frequency  or  increasing  effects  on  spike  activi ty 
at  lower  concentrations.   Low  concentration  spike 
excitation  was  inhibited  by  phenoxybenzamine  and 
the  high  concentration  spike  suppression  was ^ 
inhibited  by  isoproterenol  and  phenoxybenzamine. 
Isoproterenol  reduced  slow  wave  duration,  suppressed 
spike  activity  and  was  opposed  by  propanolol . 
Serotonin  markedly  prolonged  slow  wave  duration, 
increased  spike  activity  throughout  the  entire 
colon  and  was  antagonized  by  methysergide.   Slow 
waves  in  the  proximal  colon  were  prolonged  and 
spike  activity  increased  with  morphine  and  ouabain 
reduced  the  amplitude  and  frequency  of  slow  waves 
at  low  concentrations.   Such  ganglionic  stimulants 
as  nicotine,  dimethyl phenylpiperazinium  iodine 
and  hexamethonium  had  no  effect  on  the  slow  wave 
frequency,  duration  or  incidence  of  spike  activity. 
Colon  slow  wave  frequency,  duration  and  spike 
activity  are  labile  and  can  be  influenced  by 
autonomic  and  other  drugs.  With  the  exception 
of  morphine  and  serotonin  there  appear  to  be  no 
major  differences  in  the  electric  response  to 
these  various  drugs  from  the  ascending  to  sigmoid 
colon. 


9956      EXPERIMENTAL  STUDY  ON  CHANGING  MOTILITY 

IN  THE  LARGE  INTESTINE  BY  XANTHINOL 
N I  COT  I  NATE  AND  HYPEROSMOTIC  SOLUTIONS  IN  OBSTRUCTIVE 
ILEUS.   (Ger.)  Willmen,  H.-R.  (Tech.  U.  Med. 
Sch.,  Aachen,  Germany),  G.  Zlatarski,  F.  K. 
Lynen,  S.  Langer  and  H.  Heinze.  Med.    Welt   22(36): 
1378-1381,  1971. 

Injections  (i.v.)  or  infusions  of  a  solution  of 
xanthinol  nicotinate  or  a  hyperosmotic  solution 
containing  \Q%   xanthinol  nicotinate  +  20^  sorbitol 
had  no  effect  on  intestinal  motility  when  ad- 
ministered to  doqs  during  the  first  Ih   hr  after  _ 
surgical  induction  of  obstructive  ileus  by  ligation 
of  the  sigmoid.   Between  Ih   and  h%   hr  after 
surgery  both  xanthinol  nicotinate  and  its  hyper- 
osmotic solution  increased  intestinal-  motility 
to  the  same  extent;  after  ^48  hr  the  hyperosmotic 
solution  was  more  effective.   It  was  demonstrated 
that  both  xanthinol  nicotinate  and  the  hyper-   _ 
osmotic  solution  significantly  i ncreased _ intest 1 nal 
blood  flow  proximal  to  the  ligation  within  1-2 
min  and  increased  intestinal  motility  and  the  _ 
surface  area  of  the  intestine  during  peristalsis. 
On  the  basis  of  these  findings  and  preliminary 
clinical  trials,  xanthinol  is  recommended  for 
the  treatment  of  obstructive  ileus. 

qq57      COMPUTER  ANALYSIS  AND  SIMULATION  OF 

HUMAN  GASTRODUODENAL  ELECTRICAL  ACTIVITY. 
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(E.)   Brown,  B.  H.  (Univ.  Dept.  Surg.,  Sheffield, 
England),  K.  K.  Ng,  K.  Kwong ,  H.  L.  Duthie,  G.  E. 
Whittaker  and  C.  I.  Franks.  Med.    Biol.    Eng.    SC*): 
305-31^,  1971. 

The  nature  of  the  electrical  conduction  in  both 
the  pyloric  antrum  and  upper  half  of  the  duodenum 
was  studied  by  simultaneously  recording  potentials 
(A-6  chronically-implanted  stainless  steel  elec- 
trodes) from  both  regions  in  10  patients  and  using 
cross-correlation  techniques.   Gastric  electrical 
activity  was  conducted  down  the  pyloric  antrum, 
across  the  pyloric  ring  and  along  part  of  the 
duodenum  at  a  frequency  of  3/min.   The  dominant 
electrical  activity  of  the  duodenum  was  at  a 
frequency  of  12/min;  however,  a  loose  link  between 
the  two  dominant  activities  at  3  and  12/min  Is 
possible.   Whereas  the  duodenal  activity  showed 
no  consistent  direction  of  transmission,  the  gastric 
activity  was  conducted  only  in  the  aboral  direction. 
Thus  the  pyloric  ring  is  not  a  barrier  to  the 
passage  of  gastric  electrical  activity;  and  the 
basic  electrical  activity  from  the  upper  third  of 
the  duodenum  is  not  conducted  as  a  wave,  but  is 
consistent  with  the  area  being  a  pacemaker  which 
may  be  modelled  by  a  series  of  relatively  tightly 
linked  relaxation  oscillators. 


9958      EFFECT  OF  PROSTAGLANDIN  E]  ON  INTESTINAL 

MOTILITY  OF  THE  CAT.   (E.)   Turker, 
R.  K.  (Cleveland  Clin.,  Ohio)  and  R.  Onur.  Arch. 
Int.    Physiol.   Bioohim.    79  (3)  :535-5'43 ,  1971. 

The  effect  of  prostaglandin  Ei  (PGEi)  on  the  ileal 
motility  of  cats  was  studied  in  s  i  tu  in  adren- 
alectomized  animals  and  in  vi  t ro.   In  situ,  close- 
arterial  perfusion  of  prostaglandin  E)  produced 
an  inhibition  of  intestinal  motility  in  12  of  15 
animals  (80^)  and  an  excitation  in  3  (20^). 
Di hydroergotami ne  (2  mg/kg  i.v.)  did  not  alter 
the  inhibitory  effect  of  PGE) .   Prostaglandin  E] 
increased  the  intestinal  inhibitory  effect  of 
exogenously  applied  norepinephrine  by  h'^X,    but 
did  not  influence  its  pressor  action.   Guanethidine 
(5  mg/kg  i.v.),  atropine  (2  mg/kg),  mepyramine 
(2  mg/kg)  and  methysergide  (1  mg/kg)  had  no  in- 
fluence on  the  effect  of  the  prostaglandin  in  s  i  tu. 
In  vitro,  PGE]  induced  an  increase  in  intraluminal 
pressure  of  the  ileum  in  8  of  11  experiments. 
Further  injection  of  the  lipid  did  not  influence 
the  intraluminal  pressure  but  did  cause  a  decrease 
in  ileal  motility.   As  with  the  in  situ  studies, 
the  decrease  in  perfusion  pressure  was  dose-dependent 
Di hydroergotami ne  (2  mg/ml)  did  not  influence  the 
effect  of  prostaglandin  E^  in  vi  tro. 


male  rats  with  severe  retroperitoneal  irritation 
using  hi stochemical  fluorescence.   Immediately 
after  induction  of  severe  retroperitoneal  irritation 
there  was  an  increase  in  the  intensity  of  the 
fluorescence.  Twenty-four  hours  after  induction 
of  the  retroperitoneal  irritation,  the  fluorescence 
intensity  was  reduced  and  essentially  the  same  as 
that  found  in  the  control  animals.   Similar  re- 
sults were  seen  in  the  intestinal  wall  and  the 
mesenteric  blood  vessels.   The  intestinal  paralysis 
which  follows  retroperitoneal  irritation  appears 
to  be  mediated  by  the  sympathetic  nervous  system, 
showing  the  greatest  retardation  immediately 
after  irritation. 


9960      RELATIONSHIP  BETWEEN  CHRONIC  VAGAL 

DENERVATION  AND  THE  RESPONSE  OF  THE 
ISOLATED  RAT  ILEUM  TO  NICOTINE.   (E.)   Goldenberg, 
M.  M.  (Norwich  Pharm.  Co.,  N.  Y.).  Arch.    Int. 
Pharmaaodyn.    Ther.    192  (2)  :353-36l  ,  1971. 

The  abdominal  vagi  of  rats  were  excised  and 
allowed  to  degenerate  for  3"6  weeks  before  use 
and  did  not  affect  the  biphasic  contractile 
response  of  the  ileum  to  acetylcholine  and  nicotine 
in  vitro  as  compared  to  normal  ileum.   DMAE 
Tcr,a'-bis  (dimethyl ammoni um-acetal dehyde  diethyl- 
acetal )-p,p' -diacetyl biphenyl  bromide),  cocaine 
and  strychnine  caused  considerable  inhibition  of 
the  biphasic  contractile  response  of  the  chronic 
vagal ly-denervated  rat  ileum  to  nicotine,  while 
the  response  to  acetylcholine  was  not  significantly 
changed.  Atropine  abolished  the  primary  spike- 
like contraction  to  nicotine,  had  no  effect  on 
the  secondary  slow  contraction  and  completely 
inhibited  the  biphasic  contractile  response  to 
acetylcholine.   Hexamethonium  elicited  only 
partial  inhibition  of  the  primary  contraction  to 
nicotine  but  in  combination  with  atropine  caused 
a  marked  reduction  in  the  primary  response  and  a 
lesser  reduction  in  the  secondary  response  to 
nicotine.   DMAE  and  hexamethonium  in  combination 
evoked  greater  antagonism  of  the  biphasic  con- 
tractile response  of  the  denervated  ileum  to 
nicotine  than  either  drug  used  alone  and  both 
failed  to  inhibit  the  response  to  acetylcholine. 
Histochemical ly ,  a  section  of  ileum  revealed  a 
decrease  in  amount  of  acetyl chol inesterase-contain- 
ing  intrinsic  neuronal  fibers  as  well  as  a  decrease 
in  density  of  staining  around  Auerbach's  and 
Meissner's  plexuses.  The  contractile  action  of 
nicotine  on  the  chronic  vagal  1 y-denervated  rat 
Ileum  does  not  appear  dependent  upon  intact  pre- 
ganglionic cholinergic  nerve  fibers  innervating 
the  ileum. 


9959      ROLE  OF  THE  SYMPATHETIC  NERVOUS  SYSTEM 

IN  RETROPERITONEALLY-INDUCED  INTESTINAL 
PARALYSIS.   A  HISTOCHEMICAL  STUDY  OF  ADRENERGIC 
TERMINALS  IN  THE  RAT.   (E.)   Lindquist,  B.  (Univ. 
Hosp. ,  Uppsala,  Sweden).  Acta  Chir.    Saand.    137(5) 
'♦59-'462,  1971. 

The  sympathetic  flow  In  the  Intestinal  wall  and 
mesenteric  blood  vessels  was  studied  in  adult 


9961      A  COMPARISON  OF  THE  SITE  OF  ACTION  OF 

GASTRIN  I  ON  LOWER  ESOPHAGEAL  SPHINCTER 
AND  ANTRAL  CIRCULAR  SMOOTH  MUSCLE.   (E.) 
Lipshutz,  W. ,  A.  F.  Tuch  and  S.  Cohen  (U.  Pennsyl- 
vania Hosp.,  Philadelphia).  Gastroenterology 
61  {h,    Pt.  l):'45'4-'*60,  1971. 

Using  20  adult  opossums,  it  was  found  that 
atropine,  hyoscine,  tetrodotoxin  and  hemi chol i ni um 


1179 


MOTILITY 


significantly  inhibited  the  maximal  response  of 
c  ?cular  muscle  of  both  the  lower  esophagea 
sDhincter  and  antral  smooth  muscle  to  gastrin  1. 
ofhlr  antagonists  such  as  hexamethon.um  phento- 
lamine  diphenhydramine  and  propanolo  that 
iorlany  produce  near  maximum-antagon.sm  of  the 
response  to  their  natural  antagonists,  did  not 
ZlTtle    response  to  gastrin  I.  /hysost  ,gm,  ne 

?n-;ir:isc^:orE-ran?rran:i:^;|Ua.eai 
knrt.  ^nc^i^r^rtrL-irof^^tS^ 

stes  by  stimulating  the  release  of  acety  choline 
f  om  poltgangl ionic  chol i nergi c  nerves  and  may 
effect  dissimilar  responses  in  the  ^' ^^^^'f  ™^^'" 
by  its  differing  ability  to  release  acetylcholine 
at  each  region. 

9962      THE  DUODENAL  PACEMAKER  AND  'TS  ROLE  IN 
THE  ORGANISATION  OF  DUODENAL  ACTIVITY. 


(E  )   Hermon  Taylor,  J.  (London  Hosp.).  J-    «• 
coll.    Surg.    Edinh.    16(5) :268-270 .  1971. 

9963      SOME  OBSERVATIONS  ON  GASTRIC  ACTIVITY 

IN  ADULT  ALSATIAN  DOGS.   (E.) 

Currer  Briggs,  R.  A.  and  I.  McLeish.  J.   R.   Avmy 
Vet.    Corps   '42:6-8,  1971. 

996i4      ELECTRICAL  ACTIVITY  OF  GUINEA  PIG 

TAENIA  COL  I  IN  CALCIUM  LOCKE  SOLUTION. 
(E.)   Sakamoto,  Y.  (Kyushu  U.  Sch.  ^^fr  (^ 

Fukuoka,  Japan).  Jap.   J.   Phystol.    2l(3).295  30b, 

1971. 

qqA<;      A  COMPARATIVE  STUDY  OF  ESOPHAGEAL 
^^^      JoTlUTY  IN  DIABETICS  WITH  NEUROPATHY, 
/c  1   Hnrnan   J   H.  (St.  Laurence's  Hosp.,  Dublin, 
I'Jan3)and'jN  Doyle.  C/..at  60  (2)  :  1  70-17'* . 

1971. 
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9966      OBJECTIVE  EVALUATION  OF  AN  ANTACID  WITH 

UNUSUAL  PROPERTIES.   (E.)   Beckloff, 
G.  L.  (Marion  Labs.  Inc.,  Kansas  City,  Mo.),  J.  H. 
Chapman  and  P.  Shi verdecker .  J.    Clin.    Pharmaaol. 
12(1):11-21,  1972. 

Radiographic  techniques  and  intragastric  pH 
measurements  in  normal  subjects  confirmed  the 
effectiveness  of  an  antacid  tablet  formulation 
containing  alginic  acid,  sodium  bicarbonate, 
aluminum  hydroxide,  and  magnesium  trisilicate  in 
producing  a  viscous  neutralizing  gel  which  floats 
upon  the  stomach  contents.   Hence,  with  reflux, 
the  material  which  first  contacts  the  esophageal 
mucosa  is  the  antacid  gel.  After  administration 
of  the  test  antacid,  a  roentgenogram  demonstrated 
a  foam  or  frothy  layer  remaining  in  the  cardia  of 
the  stomach  as  the  liquid  barium  mixture  was  being 
emptied.   The  intragastric  pH  was  elevated  to 
values  near  5.8;  an  alkaline  intragastric  pH  was 
demonstrated  throughout  the  l80-min  testing  period. 
If  the  antacid  is  administered  on  an  empty  stomach, 
particularly  just  before  retiring,  it  is  possible 
that  the  protecting  antacid  foam  may  be  present 
near  the  gastroesophageal  junction  for  varying 
periods  of  time  while  the  patient  slept. 


9967      INTERACTION  OF  STIMULANTS  OF  ACID 

SECRETION  IN  CAT.   (E.)   Dinbar,  A.  and 
M.  I.  Grossman  (VA  Ctr,,  Los  Angeles,  Calif.). 
Gastroenterology   62(2)  :2A2-2'«6,  1972. 

In  cats  with  gastric  fistulas,  the  observed  highest 
responses  to  histamine  alone  or  pentagastrin  alone 
were  not  different.  The  observed  highest  response 
to  all  pairs  (histamine  plus  gastrin,  histamine 
plus  pentagastrin)  except  histamine  plus  bethanechol 
were  greater  than  to  histamine  or  pentagastrin 
alone.   However,  the  calculated  maximal  responses 
to  single  stimulants  and  to  pairs  did  not  differ 
significantly.   Potentiation  should  be  defined  as 
response  to  pairs  of  stimulants  greater  than 
calculated  maximal  response  to  either  stimulant 
singly  and,  as  such,  potentiation  of  acid  secretion 
has  been  demonstrated  only  in  dogs. 


9968      SECRETIN  AND  CHOLECYSTOKI N I N/PANCREOZYM I N 

IN  COMBINATION  IN  THE  INHIBITION  OF 
GASTRIC  ACID  SECRETION.   (E.)   Bedi  ,  B.  S.  (Western 
Infirm.,  Glasgow,  Scotland),  H.  T.  Debas,  A.  E.  0. 
Wasunna,  B.  F.  Buxton  and  I.  E.  Gillespie.  Gut 
12(12) :968-972,  1971. 

The  effect  of  simultaneous  administration  of 
secretin  and  cholecystokinin/pancreozymin  on 
gastric  acid  secretion  was  studied  in  3  dogs  with 
Heidenhain  type  fundic  pouches.  When  secretin 
was  infused  alone  (75  clinical  U/hr) ,  the  inhibition 
of  acid  secretion  occurred  within  15  min  and 
was  maintained  for  105  min.   Seventy-five  clinical 
U  of  cholecystokinin  infusion  over  1  hr  caused  a 
significant  reduction  of  the  acid  response  to 


pentagastrin  for  90  min.   When  the  smallest 
doses  of  secretin  (19  clinical  U)  and  of 
cholecystokinin  (37.5  clinical  U) ,  which  separately 
showed  significant  inhibition  of  the  acid  response 
to  maximal  doses  of  pentagastrin  were  infused 
simultaneously,  the  degree  of  inhibition  was  not 
significantly  different  from  that  from  twice  the 
dose  of  either  agent  given  separately.   When 
subthreshold  doses,  j_.e_.  9  U  of  secretin  and  19 
U  of  cholecystokinin  were  infused  together,  the 
degree  of  inhibition  was  greater  than  the  inhibition 
by  twice  the  dose  of  either  agent  alone,  indicating 
a  potentiation. 


9969      ATROPINE-INDUCED  INHIBITION  OF  GASTRIC 

SECRETION  STIMULATED  BY  EXOGENOUS  OR 
ENDOGENOUS  GASTRIN  IN  THE  RAT.   (Fr.)   Nasca,  S. 
(Bichat  Hosp.,  Paris),  M.  Dubrasquet,  A.  Bonnefond 
and  S.  Bonfils.  Arah.    Fr.    Mai.   App.    Dig.    60(12, 
Suppl.  '4):333-338,  1971. 

Following  stabilization  of  the  secretion  of  gas- 
tric HCl  in  intact  rats  receiving  pig  gastrin  by 
i.v.  perfusion  (by  way  of  the  jugular  vein),  the 
amount  of  such  secretion  was  inhibited  20-40^ 
by  i.v.  administration  of  atropine  (12.5-500  pg 
per  kg).  The  degree  of  inhibition  achieved  was 
independent  of  the  dosage  of  atropine.   In  rats 
undergoing  transposition  of  the  antrum  into  the 
colon,  secretion  of  gastric  HCl  stabilized  at  a 
level  which  was  3-'»  times  greater  than  control 
levels.   In  these  animals  the  secretion  of  gastric 
HCl  was  inhibited  by  0-100^  by  s.c.  administration 
of  atropine  at  the  same  dose  levels  as  above. 
The  phenomenon  was  directly  dose-related,  as  was 
the  duration  of  this  atropine  effect.   It  was 
concluded  that  rats  bearing  such  transpositions 
provide  an  excellent  test  system  for  the  pharma- 
cologic study  of  inhibitors  of  gastric  secretion. 


9970      STIMULATION  OF  GASTRIC  ACID  AND  PEPSIN 

SECRETIONS  IN  THE  DOG  BY  SLOW  INTRA- 
VENOUS ADMINISTRATION  OF  2-DDG.   (Fr.)   Mignon, 
M.  (Bichat  Hosp.,  Paris),  V.  Varro,  J.  Vatier  and 
S.  Bonfils.  Arch.    Fr.   Mai.   App.    Dig.    60(12, 
Suppl.  't):317-324,  1971. 

In  fasting  dogs  bearing  gastric  fistulae,  slow 
i.v.  perfusion  of  2-deoxy-D-gl ucose  (50  or  100 
mg/kg  in  3  hr)  induced  high  secretory  levels  of 
HCl  and  pepsin,  in  terms  of  volume  and  concentra- 
tion. These  were  maintained  throughout  the 
entire  perfusion  and  subsided  only  slowly  there- 
after, confirming  a  state  of  prolonged  stimulation 
of  the  vagus.  The  responses  were  clearly  dose- 
related.   Increase  of  the  dose  to  150  mg/kg  in  3 
hr  resulted  in  a  fading  effect,  which  was  more 
marked  for  HCl  than  for  pepsin  and  was  character- 
ized by  inability  to  maintain  the  maximal  response 
to  the  end  of  the  perfusion  period.   Rapid  i.v. 
injection  of  comparable  doses  induced  only  transient 
stimulation,  peaking  at  30  min  and  subsiding 
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rapidly  thereafter.   In  animals  receiving  only  100 
yg/kg  in  3  hr,  the  maximal  stimulatory  effect  was 
prolonged  over  a  period  of  h   hr. 


ethanol  on  transport  mechanisms  seem  to  be  related 
to  the  metabolism  of  ethanol  by  the  mucosa.   The 
significance  of  these  findings  remains  to  be 
elucidated. 


9971       PEPSIN  STIMULATED  BY  TOPICAL  HYDROCHLORIC 

AND  ACETIC  ACIDS.   (E.)   Johnson,  L.  R. 
(U.  Oklahoma  Med.  Ctr.,  Oklahoma  City).  Gastro- 
enterologij   62(1): 33-38,  1972. 

The  effect  of  noninjurious  and  damaging  amounts 
of  HCl  and  acetic  acid  on  pepsin  secretion  was 
studied  in  k   dogs  with  vagal ly-denervated  pouches 
of  the  oxyntic  gland  area.   Relatively  high 
concentrations  of  HCl  were  used  to  increase  the 
diffusion  gradient  for  H+,  thereby  causing  a  flux 
of  H+  through  the  normal  mucosa  approximately 
equivalent  to  what  would  be  expected  if  the 
barrier  had  been  broken  by  an  extraneous  agent 
such  as  alcohol,  acetic  acid,  or  aspirin.   Pepsin 
secretion  was  directly  proportional  to  the  con- 
centration of  acid  placed  in  the  pouches  for  100, 
200  and  250  mN  HCl,  the  latter  2  causing  rises  in 
pepsin  output  of  i^O^o  and  75^,  resp,  over  control 
levels  obtained  during  irrigation  with  100  mN  HCl. 
At  300  mN  HCl,  the  pepsin  output  was  300^  that 
of  control  levels.   Pepsin  secretion  was  directly 
related  to  the  net  flux  of  H+  out  of  the  pouch. _ 
Irrigation  of  the  pouches  with  100  mN  acetic  acid 
caused  a  3-fold  increase  in  pepsin  output  oyer 
control  periods  before  and  during  acetic  acid 
infusion.   Following  acetic  acid  irrigation,  100 
mN  HCl  caused  a  further  rise  in  pepsin  secretion 
indicating  that  the  barrier  to  ion  diffusion  had 
been  disrupted  by  the  acetic  acid.   The  i .v. 
infusion  of  100  yg  atropi ne/kg/hr  for  the  duration 
of  the  experiment  blocked  the  increase  in  pepsin 
secretion  in  response  to  acetic  acid  but  did  not 
affect  the  ability  of  acetic  acid  to  damage  the 
mucosal  barrier. 


9973      REDUCTION  OF  ACIDITY  IN  THE  GUINEA  PIG 

BY  PARTIAL  DEVASCULARI SAT  ION  OF  THE 
STOMACH.   (E.)   Johnson,  J.  A.  (Cent.  Hosp., 
Tromso,  Norway)  and  N.  B.  Fjeld.  Acta  Chir. 
Saand.    1 37 (7) :679-68l ,  1971. 

The  effect  on  the  HCl  output  in  15  groups  of  10 
guinea  pigs  each  was  investigated  by  ligating 
the  main  vessels  to  the  stomach.   Ligation  of 
the  right  gastric  and  gastroepiploic  vessels  pro- 
duced no  immediate  effect  on  the  acid  output 
under  basal  conditions  or  during  varying  histamine 
stimulation.   Recordings  taken  3  weeks  after 
ligation  showed  a  reduction  in  relation  to  body 
weight  of  50%   when  compared  to  controls.   The 
ligation  of  the  splenic  vessels  after  maximal 
histamine  stimulation  yielded  an  acid  output  kk% 
less  than  the  controls.   Six  weeks  after  ligation, 
values  33^  less  than  control  were  recorded. 
Vagotomy  with  ligation  increased  the  difference 
from  hk%   to  681.   During  submaximal  histamine 
stimulation  with  ligation  of  the  left  gastric 
vessel  the  acid  output  was  52^  less  than  the 
controls.   Six  weeks  after  ligation  the  same  acid 
output  was  recorded  but  on  a  greater  weight  basis. 
Maximal  histamine  stimulation  caused  the  output 
to  be  651  less;  with  vagotomy  the  difference  was 
73.51.   Ligation  of  the  left  gastric,  right 
gastric  and  right  gastroepiploic,  during^sub- 
maximal  stimulation,  had  acid  outputs  72l_less 
than  control.   Maximal  histamine  stimulation 
gave  a  value  of  76.5^;  with  vagotomy  13%   less. 
The  left  gastric  and  splenic  ligation  gave  values 
88%  less. 


9972      THE  METABOLISM  OF  ETHANOL  TO  CARBON 

DIOXIDE  BY  STOMACH  AND  SMALL  INTESTINAL 
SLICES.   (E.)   Carter,  E.  A.  (Harvard  Med.  Sch., 
Boston,  Mass.)  and  K.  J.  Isselbacher.  Proo.    Soo. 
Exp.    Biol.   Med.    138(A) :817-819,  1971. 

Alcohol  dehydrogenase  (ADH)  exists  in  the  mucosa 
of  the  stomach  and  small  intestines  of  male  and 
female  Sprague-Dawley  rats.   The  ADH  specific^ 
activity  of  the  enzyme  of  the  stomach  was  3_times 
the  activity  of  the  liver;  the  small  intestine 
and  liver  activity  were  equal.   A  microsomal^ 
ethanol  oxidizing  system  could  not  be  found  in 
the  gastrointestinal  tissue.   The  capacity  of 
the  stomach  or  small  intestine  to  convert  ethanol 
to  CO2  was  less  than  that  of  the  liver.   The 
upper  intestine  had  a  specific  activity  two-thirds 
of  the  liver  activity;  while  the  stomach,  middle 
and  lower  small  intestine  had  one-fifth  the  activity 
of  the  liver.   Studies  were  conducted  in  germ- 
free  animals  to  eliminate  the  effect  of  gastro- 
intestinal bacterial  flora;  it  was  noted  that 
oxidation  to  CO2  was  greater  in  the  upper  small 
intestine  of  germ-free  animals.   The  effects  of 


9971)      CALCIUM  AND  GASTRIC  SECRETION  IN  MAN. 

(Fr.)   Passaro,  E.  (Wadsworth  Hosp., 
Los  Angeles,  Calif.),  N.  Basso,  G.  Mennini,  E.  _ 
Lezoche  and  V.  Speranza.  Arch.   Fr.    Mat.   App.    D%g. 
60(12,  Suppl.  '♦):339-3'*'»,  1971. 

Four  fasting  patients  who  had  undergone  antrectomy 
and  3  who  had  undergone  antrectomy  and  vagotomy 
received  an  i.v.  infusion  of  calcium  gluconate 
(16  mg/kg/hr  for  ^4  hr,  in  isotonic  saline).   In_ 
both  groups  of  patients,  the  secretion  of  gastric 
HCl  peaked  at  5  times  the  premedication  level. 
In  antrectomized-vagotomized  patients,  the  peak 
came  at  the  end  of  the  second  hr,  followed  by  an 
earlier  and  considerably  more  rapid  decline  than 
was  seen  in  the  patients  who  had  undergone 
antrectomy  alone.   In  the  presence  of  antrectomy 
alone,  the  peak  was  delayed  for  an  additional 
10-15  min,  and  levels  of  gastric  HCl  were  higher 
throughout  the  entire  observation  period.   It  is 
concluded  that  antral  gastrin  and  the  pre- 
ganglionic component  of  vagal  innervation  are 
not  essential  to  the  ability  of  calcium  to  induce 
gastric  hypersecretion,  suggesting  a  possible 
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Interaction  between  calcium  and  acetylcholine  at 
a  postganglionic  level. 


9975      THE  RELATIONSHIP  BETWEEN  CONTROL  LEVELS 

OF  GASTRIC  SECRETIONS  AND  SECRETIONS 
STIMULATED  BY  PENTAGASTRIN  AND  HISTAMINE  IN 
EXPERIMENTAL  ANIMALS.   (it.)   Basso,  N.  (U.  Rome 
2nd  Surg.  Clin.),  C.  J.  Pfeiffer,  E.  Lezoche, 
J.  A.  L.  Roth  and  V.  Speranza.  Gazz.    Int.   Med. 
Chir.    76(15) :9Al-953,  1971. 

In  female  ferrets  bearing  gastric  fistulae,  the 
secretion  of  HCl  in  response  to  pentagastrin  was 
maximal  after  a  single  dose  of  10  mg/kg  i.p.; 
that  of  pepsin  was  maximal  after  2  mg/kg  i.p. 
In  both  instances,  increasing  the  dose  resulted 
in  a  dose-related,  progressive  decrease  of  the 
amount  of  secretion  elicited.  A  significant, 
positive  correlation  was  demonstrated  between  the 
degree  of  activity  manifested  in  the  resting  state 
and  the  amount  of  increased  secretion  which  could 
be  elicited  by  the  optimal  stimulating  dose  as 
above.   In  all  cases,  secretory  response  to  such 
an  optimal  dose  was  greater  than  that  which  was 
achieved  in  response  to  an  optimal  stimulating 
dose  of  histamine. 


9976      DOSE  RESPONSES  WITH  SUBCUTANEOUS 

INFUSION  OF  HISTAMINE  IN  GASTRIC  FISTULA 
CHICKENS.   (E.)   Burhol,  P.  G.  (U.  Alabama  Dept. 
Med.,  Birmingham)  and  B.  I.  Hirschowitz.  Am.    J. 
Physiol.    222(2): 308-31 3,  1972. 

A  stainless  steel  cannula  was  implanted  surgically 
in  white  leghorn  chickens  within  the  proventricul us 
well  above  the  junction  to  the  gizzard  and  animals 
were  rested  5-23  weeks.   At  the  time  of  the 
studies,  after  collection  of  basal  gastric  secre- 
tions, animals  received  s.c.  infusion  in  saline 
for  150  min  of  histamine  acid  phosphate  in  doses 
of  75,  150,  300,  600  and  1,200  ug  base/kg-hr 
(given  in  random  order  at  7-day  intervals).  The 
threshold  dose  of  histamine  for  secretion  was  150 
yg  base/kg-hr.  The  output  of  H*,  K"*",  CI",  water 
and  pepsin  were  dose-dependent  and  conformed  to 
Michael  i  s-Menten  kinetics.   The  mean  Na"*"  output 
showed  no  clear  response  to  histamine  during 
steady-state  secretory  conditions,  while  it  did 
show  a  transient  response  to  the  3  highest  doses. 
The  calculated  S50  values  for  H+,  K"*",  CI",  and 
water  ranged  from  l48-l6'»  yg/kg-hr  while  that  for 
pepsin  was  225  yg/kg-hr,  but  the  latter  did  not 
differ  significantly  from  the  S50  for  H"*";  the  Scg 
for  Na"*"  was  only  90  yg/kg/hr. 


9977      PENTOSE  PHOSPHATE  SHUNT  AND  GASTRIC 

ACID  SECRETION  IN  THE  RAT.   (E.) 
Sernka,  T.  J.  (San  Francisco  Gen.  Hosp.  ,  Calif.) 
and  J.  B.  Harris.  Am.    J.    Physiol.    222  (l ) -.25-32 , 
1972. 

Using  stomachs  of  fasted  albino  rats,  an  in  vitro 
preparation  of  the  midglandular  gastric  mucosa  was 


dissected  free  of  its  muscle  and  incubated  in 
physiologic  buffer.   Endogenous  substrates  did 
not  maintain  the  spontaneous  secretion  of  acid  by 
this  isolated  gastric  mucosa.  The  secretory  rate 
of  mucosa  exposed  to  25  mM  ribose  was  about  501 
that  of  paired  mucosa  exposed  to  equimolar  glucose. 
A  rapid  decline  to  zero  secretion  was  seen  with 
exposure  to  25  mM  pyruvate  or  butyrate,  although 
both  stimulated  oxygen  consumption  while  pyruvate 
also  stimulated  lactose  production.   When  the 
role  of  the  pentose  phosphate  shunt  in  the  oxida- 
tion of  glucose  was  studied,  it  was  seen  that  the 
evolution  of  ^'*C02  from  gl ucose-1 -^'*C  was  twice 
that  from  glucose  with  all  the  C  labeled  as  ^"^C 
and  4  times  that  from  glucose-6-^'*C.   When  the 
activity  of  pentose  phosphate  enzymes  was  assayed 
in  the  supernatant  fraction  of  the  mucosal  homo- 
genate,  it  was  shown  that  the  rate  of  oxidation 
through  this  shunt  could  account  for  80^  or  more 
of  the  respiration  of  this  preparation. 


9978      GASTRIC  SECRETORY  RESPONSE  TO  PRESSURE 
ON  VAGAL  NUCLEI.   (E.)   Norton,  L.,  E. 
Fuchs  and  B.  Eiseman  (Denver  Gen.  Hosp.,  Colo.). 
Am.    J.    Surg.    123(1 ): 1 3-I8,  1972, 

Sixteen  mongrel  dogs  were  prepared  with  simple 
gastrostomy  (k   animals),  innervated  gastric 
pouch  (A)  or  pyloric  fistula  (8  animals).   Inlying 
balloon  pressure  on  the  floor  of  the  fourth 
ventricle  produced  an  immediate,  transient  increase 
(mean  hG8%    in  first  30  min)  in  gastric  acid  secre- 
tion in  1 '*  dogs.   Cervical  spinal  cord  transection 
obliterated  sympathetic  response  to  balloon  in- 
flation but  did  not  alter  hypersecretion  in  2 
dogs.   Two  vagotomized  dogs  did  not  show  hyper- 
secretion.  The  increased  intracranial  pressure 
in  patients  with  severe  head  injury  presumably 
is  transmitted  from  the  cerebrum  through  the 
brain  stem  to  medullary  vagal  nuclei.   Whether 
additional  stimulation  of  the  dorsal  vagal  nuclei 
due  to  pressure  on  the  anterior  hypothalamus 
plays  a  role  in  the  hyperacidity  of  head  injury 
is  unknown. 


9979      ENDOCRINE  AND  GASTRIC  SECRETORY  CHANGES 

INDUCED  BY  INCREASED  INTRACRANIAL 
PRESSURE.   (E.)   O'Neill,  J.  A.,  Jr.  (Louisiana 
State  U.  Med.  Ctr.,  New  Orleans),  W.  Booth,  W. 
DeWeese,  C.  M.  Johnson,  D,  G.  Kline  and  F.  C. 
Nance.  Am.    J.    Surg.    1  23  (l )  :  19-2'( ,  1972. 

Five  of  6  dogs  who  had  inflation  of  an  intra- 
cranial balloon  in  the  right  frontoparietal 
cortical  area  had  a  decrease  in  gastric  volume 
and  acid  output  ranging  from  l6-8l^.   Disappearance 
rates  of  glucose  during  glucose  tolerance  tests 
were  normal  and  no  dog  was  hypoglycemic  at  any 
time.   Plasma  Cortisol  levels  were  increased  by 
3^%    in  dogs  with  diminished  gastric  secretory 
output.  Arterial  pressure  blood  gases,  pH  and 
pulse  measurements  were  normal.  All  animals  had 
compression  necrosis  beneath  the  right  fronto- 
parietal lobe,  but  none  showed  evidence  of 
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gastrointestinal  ulceration.  Af ter  i  nduct ion  of 
increased  intracranial  pressure  in  k   dogs  with 
antral  pouches,  the  volume  of  mucus  decreased; 
one  of  these  dogs  showed  acute  duodenal  ulceration 
at  autopsy.   With  decreased  renewal  of  gastric 
mucus,  any  level  of  acidity  may  be  responsible 
for  mucosal  damage  seen  with  the  complication  of 
intracranial  pathology  known  as  Cushing's  ulcer. 

9980      EFFECT  OF  ACTH  ON  CANINE  GASTI^IC  MUCUS. 

(E.)   Dickson,  G.  H.  (St.  Mary's  Hosp.  , 

London)  and  A,  E.  Thompson.  Digestion   5(l):'*9-57, 
1972. 

The  volume,  weight  and  concentration  of  biochemical 
constituents  of  canine  gastric  mucus  were  measured 
before,  during  and  after  ACTH  administration. 
Considerable  spontaneous  variation  in  the  carbo- 
hydrate content  of  antral  mucus  was  seen  within 
each  period.   In  contrast,  the  total  nitrogen  con- 
tent remained  reasonably  constant.   In  only  h   of 
50  statistical  analyses  were  significant  changes 
found  between  the  ACTH  phase  and  both  saline^ 
phases.  These  were  lowering  of  m^icus  secretion 
volume,  a  decrease  in  acetylhexosamine ,  an  in- 
creased hexose  and  an  increase  in  the  carbohydrate: 
protein  ratio.   Each  of  these  changes  was  confined 
to  1  dog  and  not  repeated  in  the  other  k.      Since 
no  uniform  effect  on  the  biochemistry  of  canine  _ 
antral  mucus  was  found,  peptic  ulceration  occurring 
in  conditions  of  stress  may  not  be  due  to  the 
action  of  ACTH  on  gastric  mucus. 

9981      EFFECT  OF  DUODENAL  ACIDIFICATION  OR 

EXOGENOUS  SECRETIN  ON  GASTRIC  ACID 
SECRETION  STIMULATED  BY  HISTAMINE,  PENTAGASTRIN 
OR  HUMAN  GASTRIN  I  IN  CONSCIOUS  CATS.   (E.)   Em§s 
S.  (Gen.  Hosp.,  Malmo,  Sweden),  S.-O.  Svensson  and 
l'.  Borg.  Digestion   5(0:17-30,  1972. 

Closure  of  the  gastric  fistula  in  cats  with 
Heidenhain  pouches  did  not  produce  any  depression 
of  pentagastrin  or  hi stami ne-st imul ated  acid 
secretion  from  the  Heidenhain  pouch.   Simultaneous 
gastric  fistula  closure  and  1.8  mEq/hr  HClinfusion 
did  not  alter  pentagastrin  or  h i stami ne-st i mul ated 
acid  secretion.   A  rapid  injection  of  5  U  of 
secretin/kg  body  weight  reduced  acid  secretion 
from  gastric  fistula  stimulated  by  submaximal 
doses  of  pentagastrin  or  human  gastrin  by  30/o  but 
was  ineffective  against  histamine  stimulated  acid 
secretion.   Physiological  amounts  of  HCl  entering 
the  intact  duodenum  do  not  alter  gastrin  or 
pentagastrin-stimulated  acid  secretion  from  the 
Heidenhain  pouches  in  conscious  cats. 

9982      THE  STRUCTURE  OF  PIG  GASTRIC  MUCUS. 

CONFORMATIONAL  TRANSITIONS  INDUCED  BY 
SALT    (E  )   Snary,  D.  (Univ.  Dept.  Biochem., 
Newcastle-upon-Tyne,  England),  A.  Allen  and  R.  H. 
Pain.  Eur.    J.    Biochem.    2^1 ):  1  83-1  89,  1971. 

The  behavior  of  the  2  major  mucoprotein  components 
of  a  water-soluble  extract  of  hog-gastric  mucus 


was  studied  in  aqueous  KCl  solutions  of  various 
concentrations.  When  unf ract ionated ,  water- 
soluble  mucus  extract  was  studied,  the  viscosity 
values  underwent  sharp  changes  between  0  and  0.05 
M  KCl  and  between  0.5  and  1.5  M  KCl.   The  first 
Change  was  attributed  to  a  polyelectrolyte  charge- 
shielding  phenomenon.  Whereas  both  the  18. 7S  and 
k   9S  mucoprotein  components  of  the  mucus  both 
underwent  a  marked  change  in  hydrodynamic  pro- 
perties in  the  range  of  0.2  M  KCl  and  2.5  M  KCl 
neither  showed  any  alteration  in  molecular  weight 
in  this  concentration  range.   A  marked  increase 
in  asymmetry  accompanied  by  reduced  solvation  of 
the  mucoproteins  accounted  for  a  large  decrease 
in  the  ratio  Ks/  (n)  (where  Kg  =  (1/5°)  (ds/dc) 
and  (n)  is  the  intrinsic  velocity  at  zero  shear 
stress.  At  concentrations  above  3  mg/ml ,  the 
viscosity  at  zero  shear  of  the  18.75  mucoprotein 
became  abnormally  high,  reflecting  the  ability  _ 
of  mucus  to  form  a  gel  structure  under  physiologi 
condi  tions. 


cal 


9983      THE  INFLUENCE  OF  ACID,  FAT,  SECRETIN 

AND  CHOLECYSTOKININ  ON  THE  PENTAGASTRIN 
AND  HISTAMINE  STIMULATED  ACID  SECRETION  IN  THE 
RAT.   (Ger.)   Schmi dt  H.  A.  (Med .  CI  in  Uni versi ty 
Marburg/Lahn,  Germany),  F.  Johannson  and  H.  Goebell. 
Z.  Gesamte  Exp.   Med.    156(1) : 23-33,  1971. 

In  urethan-anesthetized,  perfused  female  Wistar 
rats  gastric  secretion  was  stimulated  by  slow 
i  V. 'infusion  of  pentagastrin  (60  yg/hr)  or 
histamine  dihydrochloride  (300  pg/hr).   1"^''^" 
duodenal  administration  of  acid  at  pH  1.5-5-H.u 
had  no  effect  on  the  secretory  level  whi  e  pure 
oleic  acid,  olive  oil  and  cream  (25°^  fat)  caused 
23  3%     23.01  and  20.0^,  inhibition,  resp.,  of 
the  stimulated  gastric  secretion  10-20_min  after 
administration.  Values  returned  to  initial 
levels  30  min  after  removal  of  the  fats._  Secretin 
by  i.v.  infusion  also  caused  a  2k%    inhibition  of 
the  pentagastrin-stimulated  acid  secretion,  which 
returned  to  initial  levels  30  min  after  the  dis- 
continuation of  secretin.   Cholecystoki n. n  by 
i  V  infusion  caused  a  30°^  increase  in  the  sub- 
maximally  stimulated  gastric  secretion,  and 
alone  in  high  dosages,  stimulated  acid  secretion 
to  about  the  same  degree  as  pentagastrin  similarly 
administered.   It  is  suggested  that  the  response 
of  the  rat  to  cholecystoki ni n ,  which  differs  from 
that  of  cat,  man  or  dog,  is  species  specific. 

9981*      PROPERTIES  OF  SOLUBLE  ATPASE  OF  GASTRIC 

MUCOSA.   II.   EFFECT  OF  HCO,  .   (E.) 
Blum,  A.  L.,  G.  Shah,  T.  St.  Pierre,  fi.  F 
Helander,  C.  P.  Sung,  V.  D.  Wiebelhaus  and  G. 
Sachs  (U.  Alabama  ^ept-Chem,  Birmingham) 
Bioohim.    Biophys.    Acta   2^19(1 ):  101 -1 1  3  ,  1971. 

An  ATPase  was  solubilized  from  fresh  dog  gastric 
mucosa.  The  highest  specific  activity  of  the 
"  ■  ie  stimulation  by 
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activity  of  the  enzyme.   The  stimulation  of  the 
enzyme  was  not  confined  to  the  base  HCOt"  as  other 
bases  such  as  selenite,  borate,  arsenite,  arsenate 
and  sulfite  were  also  effective  in  increasing  the 
activity  of  the  enzyme.   ATPase  stimulation  was  a 
function  of  pK  and  concentration  of  the  base. 
Diisopropyl  f luorophosphate  and  methane  sulfonyl 
chloride  both  inhibited  the  ATPase  activity  and 
with  the  latter  compound  base  (HCOo")  activation 
was  considerably  more  sensitive  to  the  inhibitor, 
except  at  the  highest  concentration.   Dialysis 
against  ^H20  followed  by  assay  in  a  ^H20  medium 
abolished  the  HCO,"  stimulation  of  ATPase.   A 
tentative  hypothesis  involving  the  active  center 
of  the  enzyme  in  HCO^"  activation  is  suggested. 


9985      BOVINE  PEPSINOGENS  AND  PEPSINS.  THE 

SEQUENCE  AROUND  A  REACTIVE  ASPARTYL 
RESIDUE.   (E.)   Meitner,  P.  A.  (Med.  Coll. 
Wisconsin,  Madison).  Bioahem.    J.    1  2't  C*)  :  673-676  , 
1971. 

The  reaction  of  bovine  pepsin  with  a  ^"^C-labeled 
inhibitor  N-diazoacetyl norleucine  methyl  ester 
and  the  identification  of  a  heptapeptide  containing 
a  reactive  aspartic  acid  residue  is  described. 
Bovine  pepsin  was  inhibited  by  N-d iazoacetyl - 
norleucine  methyl  ester  and  the  loss  of  activity 
measured  by  milk  clotting  and  by  hemoglobin 
digestion  occurred  at  the  same  rate  and  was  com- 
plete in  20  min.   Digestion  of  the  inhibited 
pepsin  and  isolation  of  a  ^'*C-labeled  peptide 
using  Sephadex  G-25,  electrophoresis  at  pH  3.5, 
paper  chromatography  and  electrophoresis  at  pH 
1.9  in  this  order  yielded  a  peptide  that  gave  a 
single  radioactive  ni nhydr in-pos i t i ve  spot. 
Analysis  of  the  peptide  was  done  in  vacuo  wi  th  HCl 
and  further  degradation  to  phenyl thiohydantoi n 
derivatives.   The  N-terminal  sequence  was  esta- 
blished by  carboxypept idase  A  digestion.  The 
sequence  of  the  heptapeptide  was  found  to  be: 
I  le-Val-Asp-Thr-Gly-Thr-Ser.   The  sequences 
surrounding  the  reactive  aspartic  acid  is 
identified  to  porcine  pepsin  and  therefore  may 
represent  an  active  precisely  structured  catalytic 
site. 


9986      EFFECT  OF  PENTAGASTRIN  ON  MAXIMAL  GASTRIC 

ACID  OUTPUT  IN  RATS  WITH  GASTRIC 
FISTULAS.   (E.)   Kowalewski,  K.  (U.  Alberta  Surg.- 
Med.  Res.  Inst.,  Edmonton,  Canada).  Arah.    Int. 
Physiol.    Bioohim.    79  (3)  :5'»5-55'4,  1971. 

At  surgery  male  Wistar  rats  were  prepared  with  a 
chronic  gastric  fistula  and  a  polyethylene  cannula 
in  the  vena  cava.   Secretion  studies  were  per- 
formed 3  weeks  later,  at  which  time  the  rats  were 
infused  by  the  caval  cannula  at  a  rate  of  120 
ml/kg  for  Ik   hr  with  pentagastrin  (at  24-1536 
ug/kg/2'»  hr)  or  histamine  dihydrochloride  dissolved 
in  saline  (100  mg/kg/24  hr,  a  dose  previously 
shown  to  give  a  maximal  secretory  response).   The 
peak  response  in  the  volume  of  gastric  juice  and 
the  concentration  and  output  of  HCl  with 


pentagastrin  occurred  with  a  dose  of  768  yg/kg/2i» 
hr  (32  yg/kg/hr)  ,  while  the  peak  output  of  pepsin 
occurred  after  a  pentagastrin  dose  of  672  ijg/kg/2'4 
hr  (28  ug/kg/hr).   In  pentagastrin- i nfused  rats, 
peak  values  for  the  output  of  HCl  and  pepsin  were 
more  than  twice  those  seen  in  histamine- infused 
rats. 


9987      THE  ISOLATION  AND  COMPOSITION  OF  THE 

MAJOR  GLYCOPROTEIN  FROM  HUMAN  GASTRIC 
ASPIRATES.   (E.)   Schrager,  J.  (Roy.  Albert 
Edward  Infirm.,  Wigan,  Lancashire,  England)  and 
M.  D.  G.  Oates.  Gut   12 (7) :559-569 ,  1971. 

Carbohydrate,  amino  acid  and  sulfate  content  of 
99  human  gastric  aspirates  using  Ecteola  cellulose 
elution  and  cetyl pyridi nium  chloride  precipitation 
was  determined.   Following  gel  chromatography 
(Bio-Gel  P150)  the  nonretarded  glycoprotein  frac- 
tion contained  mainly  galactose,  glucosamine  and 
gal  actosamine  in  a  ratio  of  '4:3:1,  resp.  A 
positive  correlation  was  found  between  the  blood 
group  specificity  of  any  gastric  secretion  with 
the  quantitative  analysis  of  the  monosaccharides 
forming  the  sugar  moiety  of  the  glycoprotein. 
In  addition,  the  hemoaggl ut i nat ion  titer  of  the 
nonretarded  fraction  was  directly  related  to  its 
galactosamine:glucosamine  ratio.  Amino  acid  and 
carbohydrate  composition  were  similar  for  non- 
retarded  fractions,  subfractions  eluted  on  Ecteola 
cellulose,  and  cety 1 pyr id i ni urn  chloride  precipitates, 
although  the  latter  was  less  efficient  than 
elution  on  Bio-Gel  P150.  The  fractions  eluted 
on  Ecteola  cellulose  were  similar  and  demonstrated 
the  variability  in  sulfate  content  of  the  glyco- 
proteins.  Isolated  glycoproteins  were  shown  to 
contain  68-96^  of  the  carbohydrates  in  the  gastric 
secretion  with  Bio-Gel  P150,  961  of  the  sialic 
acid  found  in  gastric  aspirates  was  distributed 
between  the  second  (pepsin)  and  third  (polypeptide) 
retarded  fractions  which  were  similar  to  the 
composition  of  plasma  glycoproteins. 


9988      ASPECTS  ON  THE  USE  OF  A  GASTRIN  PENTA- 

PEPTIDE  FOR  EVALUATION  OF  THE  GASTRIC 
SECRETION.   (E.)   Nordgren,  B.  (Univ.  Hosp., 
Uppsala,  Sweden).  Saand.    J.    Gastroenterol. 
6(^4)  :287-289,  1971. 

Gastric  peptides  (tetra  and  pentapeptide)  have  a 
high  stimulatory  effect  on  gastric  secretion 
with  few  side  effects.   These  peptides  have  re- 
placed histamine  in  clinical  tests  of  the  gastric 
secretion.   When  high  doses  of  peptides  are  used 
a  decrease  in  secretory  response  may  occur.   When 
continuous  injection  rate  of  gastrin  pentapeptide 
is  increased,  after  an  initial  increase  in  the 
rate  of  volume  secretion  there  was  a  decrease. 
The  usual  dose  to  measure  maximum  acid  output 
was  6  yg/kg.   A  dose  of  1  ug/kg  body  weight  gave 
a  steady  state  level;  with  higher  doses  no 
steady  state  was  obtained,  and  a  decrease  in 
volume  secretion  was  observed.   Continuous  infusion 
of  high  doses  of  histamine  dihydrochloride 
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(i»l  8  yg/kg)  gave  a  volume  secretion  of  '4.1  ml/min 
and'acid  output  of  '476  v   Eq/min;  considerable 
decrease  in  volume  secretion  and  acid  output  was 
obtained  with  higher  doses.   Also,  6  yg/kg  of 
pentapeptide  was  given  by  i .m.  injection;  the 
acid  output  was  400  yEq/min  as  peak  acid  output. 
I. v.  injection  led  to  steady  state  conditions; 
steady  rate  of  volume  secretion  and  constant 
acidity.  Thus  a  decrease  in  secretory  response 
is  detected,  but  the  practical  importance  has  not 
been  established.   One  possibility  is  a  difference 
in  sensitivity  to  pentapeptide  among  the  population 
so  that  "maximal  dose"  of  stimulation  is  supra- 
maximal for  some  individuals  and  gives  rise  to_ 
inhibition  of  secretory  response.   Continuous  1 .v. 
infusion  is  the  route  of  choice  for  administration 
of  pentapeptide. 


observed  in  all  dogs  whereas  no  change  was  ob- 
served in  antral  motility.  Using  1000  yg/kg  of 
glycopyrrolate,  all  dogs  exhibited  asigni f icant 
reduction  in  pouch  secretion  and  motility. 
Glycopyrrolate  at  100  yg/kg  reduced  pouch  secre- 
tion by  almost  50°4,  while  a  ten-fold  increase  in 
dosage  (lOOO  yg/kg)  was  required  to  reduce  antral 
motility  by  h2%.      Dogs  with  Thomas  pouches  given 
glycopyrrolate  following  a  test  meal  showed  un- 
affected motility  and  secretion  at  a  dose  of  1 
yg/kg  while  a  dose  of  100  yg/kg  markedly  reduced 
pouch  volume  and  acidity  and  had  no  effect  on 
antral  motility.  Motility  and  pouch  response 
were  considerably  depressed  by  a  dose  of  1000 
yg/kg. 


9991 


9989      ACID  RESPONSES  TO  HISTAMINE,  PENTAGASTRIN 

AND  HUMAN  GASTRIN  I  IN  CONSCIOUS  CATS 
WITH  GASTRIC  FISTULAS  AND  HEIDENHAIN  POUCHES. 
(E.)   Svensson,  S.-O.,  I.  Borg  and  S.  Emas  (Gen. 
Hosp.,  Malmo,  Sweden).  Am.    J.    Dig.    D%s.    16(9): 
783-788,  1971. 

The  acid  output  in  response  to  graded  doses  of 
histamine  dihydrochloride ,  pentagastrin  or  synthetic 
human  gastrin  i  was  simultaneously  recorded  from 
the  gastric  fistula  of  vagal ly  innervated  stomach 
and  vagal ly  denervated  fundic  Heidenhain  pouch  in 
conscious  cats.   Four  cats  provided  with  both  a 
gastric  fistula  of  the  vagally  innervated  mam 
stomach  and  a  separated  vagally  denervated  pouch 
of  the  oxyntic  gland  area  of  the  stomach.   Both 
were  drained  by  a  cannula.  At  submaximal  doses, 
the  relative  potency  of  pentagastrin  and  gastrin 
is  higher  in  the  presence  of  tonic  vagal  impulses 
to  the  oxyntic  glands.   For  histamine,  the  potency 
is  equal.  The  maximum  responses  to  all  3  stimulants 
were  equal  in  both  the  gastric  fistula  and  the 
Heidenhain  pouch.   Significantly  higher  doses  of 
pentagastrin  and  gastrin  were  required  to  produce 
half  the  maximum  response  in  the  Heidenhain  pouch 
than  was  required  in  the  gastric  fistula.  Wo 
difference  was  noted  between  the  gastric  fistula 
and  the  Heidenhain  pouch  for  histamine. 

9990      THE  EFFECT  OF  GLYCOPYRROLATE  ON  GASTRIC 

SECRETION  AND  TERMINAL  ANTRAL  MOTOR 
ACTIVITY  IN  VAGALLY  INNERVATED  AND  DENERVATED 
GASTRIC  POUCH  DOGS.   (E.)   Alphin,  R.  S.  (A.  H. 
Robins  Res.  Labs.,  Richmond,  Va.),  D.  A.  Droppleman 
and  J.  W.  Ward.  Aroh.   Int.   Pharmaoodyn.    Ther. 
192(1):66-71,  1971. 

Four  female  dogs  were  surgically  prepared  with 
either  Heidenhain  (vagally  denervated)  or  Thomas  _ 
(vagally  innervated)  gastric  pouches.   No  depression 
of  motility  or  pouch  secretion  was  observed  in 
any  dog  using  the  smallest  dose  (1  yg/kg)  of 
glycopyrrolate  but  a  transient  increase  in  antral 
motility  and  pouch  secretion  was  observed   _ 
occasionally.  When  100  yg/kg  was  given,  a  signifi- 
cant decrease  in  pouch  volume  and  acid  output  was 


KINETICS  OF  INHIBITION  OF  CANINE  GASTRIC 
SECRETION  BY  VASOPRESSIN.   (E.)   Blum, 

A.  L.  (Triemli  City  Hosp..  Zurich,  Switzerland). 

Gastroenterology   61  C,  Pt.  \):kb\-h(i3,   1971. 

In  3  dogs  with  gastric  fistulas  i.v.  injectionof 
vasopressin  resulted  in  a  rapid  fall  of  histamine- 
stimulated  secretion  followed  by  a  gradual  return 
to  control  levels.  The  inhibitory  effect  was_ 
dose-dependent  and  a  threshold  of  10  mU/kg  existed 
for  vasopressin  inhibited  gastric  acid  secretion. 
In  response  to  increasing  doses  of  histamine 
either  infused  alone  or  with  constant-dose  vaso- 
pressin, vasopressin  reduced  the  acid  output  and 
flow  rate,  but  had  no  detectable  effect  on  acid 
concentration.  The  kinetics  showed  the  character- 
istics of  competitive  inhibition  in  that  the 
maximal  response  remained  unchanged  while  the 
dose  which  elicited  half  the  maximal  response 
doubled  from  57/yg/kg/hr  with  histamine  alone  to 
128  yg/kg/hr  on  the  addition  of  vasopressin. 
These  results  were  consistent  with  either  the 
vasoactive  or  water-conserving  properties  of 
vasopress  i  n. 


9992 


EFFECT  OF  BETAZOLE  HYDROCHLORIDE  ON 
MUCOSAL  SECRETION  IN  THE  HUMAN  STOMACH. 

(Fr.)   Andrg,  F.  (E.  Herriot  Hosp.,  Lyon  France). 

C  Andre  and  R.  Lambert.  C.    R.    Soc.    Bzol.    (Parvs) 

165(1)  :9'»-97,  1971. 

Gastric  secretion  was  studied  1  hr  before  and  for 
2  hr  after  administration  of  betazole  hydro- 
chloride (1.5  mg/kg  i.m.)  to  a  60-yr-old  woman 
with  hemachromatosis  and  complete  sal "varygland 
sclerosis  and  to  a  50-yr-o1d  control  with  '"f^tious 
ieiunitis.  The  carbohydrate  composition  of  gastric 
mucus  was  determined  by  washing  the  ethanol  pre- 
cipitate with  ethanol  and  acetone  and  subjecting 
the  solids  extracted  to  gas-liquid  chromatography 
after  separation  into  neutral,  basic  and  acidic 
fractions.  Under  basal  conditions  the  carbohydrate 
content  of  gastric  mucus  was  higher  in  the  subject 
whose  gastric  contents  were  contaminated  with 
saliva   After  betazole  stimulation  the  carbo- 
hydrate content  of  gastric  mucus  increased  in 
the  subject  with  salivary  gland  sclerosis  and 
3fter  3  hr  reached  173-2l8?o  of  basal  values. 
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During  the  same  period  the  carbohydrate  content 
of  gastric  mucus  decreased  to  S^-(>8%   of  basal 
values  in  the  subject  whose  gastric  contents 
were  contaminated  by  saliva.   Stimulation  of 
gastric  mucus  secretion  observed  in  the  first 
subject  was  masl<ed  in  the  second  by  fluctuations 
in  salivary  secretion. 


9993      STOMACH  SECRETION  AFTER  STIMULATION 

WITH  15-LEUCINE-SUBSTITUTED  HUMAN 
GASTRIN  I.   (Ger.)   Konz,  B.  (U.  Munich  Surg. 
Polyclin.,  Germany),  F.  Holle,  E.  Wunsch,  K. 
Kissler  and  E.  Leimer.   Z.  Gastroenterol.    9(6): 
Aia-'^IS,  1971. 

A  new  synthetic  gastrin  analogue,  in  which  the 
15-methionine  in  human  gastrin  I  is  replaced 
with  leucine,  stimulated  gastric  secretion  but 
caused  no  systemic  reactions  when  injected  i.v. 
Into  50  patients  with  radiological ly  confirmed 
duodenal  ulcers.   Within  20  min  after  i.v.  injec- 
tion of  0.002  mg/kg  of  this  gastrin  analogue,  the 
volume  of  gastric  juice  and  gastric  acid  secretion 
increased  very  rapidly  and  remained  increased  for 
about  1  hr.   In  5  patients  selective  proximal 
vagotomy  decreased  15-leucine-gastrin-stimulated 
secretion  by  S't.SI  and  decreased  the  maximal  acid 
output  significantly.   Slow  i.v.  infusion  of  the 
new  gastrin  (0.001-0.003  mg/kg/hr)  caused  a  more 
gradual  increase  in  gastric  secretion  than  i.v. 
injection.   The  hourly  maximal  acid  output  was 
the  same  for  all  3  doses  employed.   This  new 
gastrin  analogue  proved  to  be  about  9  times  more 
effective  than  pentagastrin ,  i.e.  infusion  of 
0.002  mg/kg/hr  i.v.  of  the  new  analogue  was 
equivalent  to  i.m.  injection  of  0.006  mg/kg 
pentagastrin. 


999A      CAFFEINE  AND  PENTAGASTRIN  STIMULATION 

OF  HUMAN  GASTRIC  SECRETION.   (E.) 
Cohen,  M.  M.  (U.  British  Columbia  Vancouver  Gen. 
Hosp.,  Canada),  H.  T.  Debas ,  I.  B.  Holubitsky  and 
R.  C.  Harrison.  Gastroenterology   61(4,  Pt.  l):- 
kkO-kkk,    1971. 

Synergism  between  caffeine  and  pentagastrin  was 
studied  in  A  human  volunteers  with  no  gastro- 
intestinal symptoms.   Continuous  i.v.  pentagastrin 
infusion  maintained  a  stable  acid  secretion  at 
^6%   of  the  mean  maximal  response  to  pentagastrin 
and  the  pepsin  -output  response  was  almost  twice 
the  basal  output.   Linear  relationships  were  found 
between  the  plasma  caffeine  levels  and  the  acid 
output  or  pepsin  output  in  response  to  caffeine 
benzoate  infused  i.v.  for  1  hr.   The  differences 
between  the  mean  acid  or  pepsin  outputs  and  the 
unstimulated  outputs  were  highly  significant. 
The  mean  output  of  acid  or  pepsin  was  greater  in 


response  to  the  combined  infusion  of  caffeine  and 
pentagastrin  as  compared  to  the  mean  response  to 
pentagastrin  alone.   In  all  cases  there  was 
significant  acid  and  pepsin  stimulation  1/2  hr 
after  the  start  of  the  caffeine  infusion  and 
positive  correlations  were  demonstrated  between 
plasma  caffeine  levels  and  the  corresponding  acid 
or  pepsin  outputs.   In  response  to  i.v.  caffeine, 
acid  and  pepsin  outputs  during  the  1  hr  infusion 
and  subsequent  2  hr  after  maintained  a  highly 
significant  relation  to  each  other.   The  acid  and 
pepsin  output  response  to  pentagastrin  plus 
caffeine  infusion  for  1  hr  followed  by  pentagastrin 
alone  for  1.5  hr  was  also  linear.   A  definite 
synergistic  effect  between  caffeine  and  pentagastrin 
was  not  demonstrated  in  this  investigation  although 
caffeine  was  demonstrated  to  significantly  stimulate 
both  basal  and  stimulated  acid  and  pepsin  secretion. 


9995      UREA  INACTIVATION  OF  BOVINE  RENNIN  AND 

PEPSIN.   POSSIBLE  USE  FOR  DETERMINING 
THEIR  ACTIVITIES  IN  A  MIXTURE.   (Fr.)   Douillard, 
R.  (INRA  Dept.  Anim.  Tech.,  Jouy-en-Josas ,  France). 
Bioohemie   SiW -.khl-hSS ,    1971. 

It  was  established  that  urea  inactivation  of 
rennin  and  bovine  pepsin  I  and  pepsin  II  was  a 
first-order  reaction.   At  pH  6.3  and  10.3°C,  7.2  M 
of  urea  rapidly  inactivated  only  bovine  pepsin  I, 
while  at  pH  3.25  and  27.5°C,  8.6  M  urea  caused 
rapid  decreases  in  the  activities  of  rennin  and 
bovine  pepsin  I  and  only  a  slow  decrease  in  bovine 
pepsin  II.   The  kinetics  of  urea  inactivation  of 
a  synthetic  mixture  of  enzymes  and  of  calf 
abomasal  secretion  after  injection  of  acetylcholine 
(0.1  g  s.c.)  were  similar.   Thus,  it  is  possible 
to  determine  the  activities  of  these  3  enzymes 
in  a  mixture  from  differences  in  their  rates  of 
urea  inactivation. 


9996      EFFECT  OF  ACUTE  HISTAMINE  POISONING  ON 

THE  GASTRODUt)DENAL  ENDOCRINE  CELLS  IN 
THE  GUINEA  PIG.  (Fr.)  Anghert,  N.  (Sch.  Sci .  , 
Paris).  Arch.  Anat.  Miar.  Morphol.  Exp.  60(3): 
2^49-259,  1971. 


9997      EXPERIMENTAL  STUDIES  IN  ANIMALS  ON 

GASTRIC  ACID  CHANGES  UNDER  ETHER 
ANESTHESIA.   (SPONTANEOUS  RESPIRATION,  CONTROLLED 
VENTILATION,  HYPOTHERMIA).   (Ger.)   Kl impel,  L. 
(Reg.  Hosp.,  Frankfurt/Oder,  Germany).  Anaesthesist 
(Berl.)    20(ll):426-'430,  1971. 


9998      A  METHOD  FOR  MEASURING  GASTRIC  SECRETION 

IN  THE  GUINEA  PIG.   (E.)   Johnson, 
J.  A.  (Cent.  Hosp.,  Tromso,  Norway)  and  N.  B. 
Fjeld.  Acta  Chir.    Saand.    1 37 (7) :676-678,  1971. 


See  also  numbers:   996l,  \QkOh ,    10783 
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9999      FACTORS  REGULATING  BIOSYNTHESIS,  INTRA- 
CELLULAR TRANSPORT  AND  SECRETION  OF 
AMYLASE  AND  LIPASE  IN  THE  RAT  EXOCRINE  PANCREAS. 
(E.)   Christophe,  J.  (U.  Brussels  Med.  Sch.),  J. 
Camus,  M.  Deschodt-Lanckman ,  J.  Rathe,  P.  Robberecht, 
M  C.  Vandermeers-Piret  and  A.  Vandermeers. 
Eormone  Metahol.   Res.      3  (6)  rBDS-'^OB,  1971. 

Carboliydrate  and  fat  intake  and  subsequent _ut i 1 i za- 
tion  influenced  amylase  and  lipase  levels  in 
opposite  directions.   Oils  rich  in  unsaturated 
fatty  acids  were  more  efficient  than  saturated 
fats  In  increasing  the  lipase  levels,  while  glucose 
was  a  better  inducer  of  amylase  than  galactose  or 
fructose.   Adjustments  of  pancreatic  hydrolase 
level  was  due  mostly  to  proportional  adjustments 
of  their  rates  of  biosynthesis.   Although  the 
turnover  (secretion)  time  of  lipase  and  amylase, 
once  agglomerated  in  zymogen  granules,  was  the 
same  in  a  given  physiological  situation,  the 
duration  of  amylase  transport  across  the  acinar 
cell  was  longer  than  that  of  lipase.   When  dietary 
proteins  were  the  limiting  factor,  the  common 
turnover  tine  regarding  different  hydrolases  was 
decreased.   The  observation  of  the  near  identity 
of  the  j_n  vivo  turnover  time  of  both  hydrolases 
is  in  favor  of  metabolic  homogeneity  of  pancreatic 
secretory  process. 

10000     ELASTOLYTiC  ENZYMES  AND  ELASTIM  IN  THE 
AGING  RAT.   I.   PANCREATIC  ELASTOLYTIC 
ENZYMES.   (E.)   Loeven ,  W.  A.  (Natl.  Inst.  Child. 
Health,  Bethesda,  Md.)  and  M.  M.  Baldwin. 
Gerontologia   17(3) :  170-182,  1971. 

The  decrease  in  el astoprotei nase  activity  (ex- 
pressed in  units/g  acetone-dried  pancreas)  found 
in  male  rats  over  the  entire  period  from  l-Z^*  mo, 
started  in  the  females  after  the  eighteenth  month, 
immediately  following  a  rise  in  enzyme  activity 
between  15  and  l8  months.   In  males  the  activity 
of  both  elastomucases  decreased  rapidly  during 
the  first  half  of  the  life  span,  older  rats  showing 
a  very  small  change  in  enzyme  activity.   A  rapid 
decrease  of  elastomucase  activity  also  occurred 
in  the  female  rats  during  the  first  6  mo  of  life, 
followed  by  a  constant  activity  level  between  6 
and  15  months.   As  found  for  elastoproteinase, 
there  was  a  sudden  increase  in  enzyme  activity 
in  female  pancreas  between  15  and  l8  months. 
Similar  age  relationships  for  human  serum  elasto- 
proteinase have  been  found. 

10001     PARTITION  CHROMATOGRAPHY  OF  GLUCAGON 

AND  SECRETIN  ON  SEPHADEX.   (E.)   Hruby, 
U  J   (U  Arizona  Dept.  Chem. ,  Tucson)  and  C.  M. 
Groginsky.  J.    Chromatogr.    63{2) -.hl^-hlB,    1971. 

The  development  of  solvent  systems  suitable  for 
the  partition  chromatography  of  glucagon  and 
secretin,  2  moderate  sized  polypeptide  hormones, 
is  reported.   Although  the  2  hormones  have 


remarkably  similar  amino  acid  sequences  they  be- 
have quite  differently  in  every  solvent  system. 
For  glucagon,  it  was  possible  to  adjust  the  Rf 
(ratio  of  hold-up  volume  to  elution  volume)  to  a 
suitable  value  by  altering  the  polarity  of  the 
system  (change  the  proportion  of  benzene). 
Apparently  the  solubility  of  glucagon  in  the 
mobile  phase  relative  to  the  stationary  phase  is 
altered  sufficiently  by  this  polarity  change  alone, 
and  this  effect  dominates  other  possible  effects 
such  as  pH  and  absorption.  Thus  glucagon  has  a 
different  residence  time  in  the  gel,  and  changes 
in  elution  volume  can  be  predicted  simply  by 
polarity  changes.   On  the  other  hand,  secretin 
was  rapidly  eluted  (high  Rf  values)  even  with  a  _ 
relatively  non-polar  solvent  system.   For  secretin 
it  was  necessary  to  decrease  the  pH  of  the  system 
to  a  slightly  acidic  value  in  order  to  obtain  a 
reasonable  RF;  a  lower  phase  pH  between  k.S   and 
lij   was  necessary  to  obtain  an  Rf  value  near  0.3. 


10002     PANCREAS  ACINAR  CELL  DIFFERENTIATION. 

VI    EFFECTS  OF  METHYL  DONORS  AND 
HOMOCYSTEINE.   (E.)   Parsa ,  I  .  (State  U.  New  York 
Downstate  Med.  Ctr.,  Brooklyn),  W.H.  Marsh  and 
P.  J.  Fitzgerald.  Fed.    Proa.    31 (1 ): 166-1 75,  1972. 

A  basal  methionine  level  (30  mg/liter)  is 
necessary  for  proliferation  and  growth  of  the 
acinar  cell  of  rat  pancreatic  anlage  in  organ 
culture.  Additional  amounts  (50  mg/1 i ter) ,  how- 
ever are  needed  for  acinar  cell  differentiation, 
defined  morphologically  in  terms  of  prozymogen 
vacuole  and  zymogen  granule  formation  and  func- 
tionally as  amylase,  lipase  and  chymotrypsin 
activity  elevations.   Methyl  donors  like  S- 
adenosyl-L-methionine  and  choline,  when  added  to 
the  basal  amount  of  methionine  required  for 
growth,  caused  some  degree  of  morphologic  and 
enzymatic  differentiation.  Methyl  groups  are 
apparently  necessary  for  differentiation,  since 
homocysteine  (demethylated  methionine)  in  equi- 
molar  amounts  could  not  substitute  for  methionine. 
DNA  synthesis  was  considerably  decreased  at  days 
2-3  of  organ  culture  in  mediums  with  control 
amounts  of  methionine.   Since  enzymatic  levels 
in  the  anlage  grown  for  9  days  in  the  methionine 
deficient  medium  are  at  about  the  day  2-3  levels, 
methylation  of  compounds  inhibiting  DNA  synthesis 
and  stimulating  enzyme  synthesis  occurs  at  about 
day  2-3  of  organ  culture. 


10003 


A  COMPARATIVE  a-AMYLASE  STUDY  USING  AN 
AGAR  MEDIUM.   (E.)   Ceska,M.  (Pharmacia 

AB,  Uppsala,  Sweden).  Clin.    Chim.    Acta   36(2): 

l*19-'429,  1972. 

Using  a  previously  described  plate  method,  normal 
human  serum,  plasma  and  urine,  as  well  asserum 
and  urine  from  patients  (acute  pancreatitis; 
showing  elevated  levels  of  alpha-amylase,  were 
compared  to  Hyland  standard  serum.  The  plate 
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method  involved  the  hydrolysis  of  blue  starch 
polymer  incorporated  into  agar  solidified  media 
by  human  sera  and  urine.   A  high  correlation 
coefficient  was  obtained  when  comparing  this 
method  with  saccharogeni c,  amyloclastic  and 
chromogenic  methods  using  189  serum  samples  and 
161  urines.   The  recommended  normal  range  for 
human  serum  assays  by  this  plate  method  after  8 
hr  of  incubation  at  37°C  would  correspond  to  dia- 
meters of  the  transparent  circular  area  (zone  of 
hydrolysis)  of  S-S't-y.yO  mm  and  for  human  urine 
a  range  of  6. 78-10.28  mm.  This  would  correspond 
to  a  range  of  5't-308  U/liter  for  serum  and  1^3-2325 
U/1 iter  for  urine. 


100^4     EFFECTS  OF  PILOCARPINE  ON  L-DOPA  TURN- 
OVER IN  THE  EXOCRINE  RAT  PANCREAS.   (E.) 
Aim,  P.  (U.  Lund  Inst.  Anat.  Histol.,  Sweden). 
Acta  Physiol.    Soand.    83(2) :269-277,  1971. 

Administration  of  pilocarpine,  alone  or  together 
with  nialamide  before  the  administration  of  L-DOPA, 
resulted  in  almost  total  extrusion  of  the  pancreatic 
zymogen  granules  and  a  strong  diffuse  fluorescence 
after  10  min.   Pilocarpine  administration  led  to 
a  decreased  weight  of  the  whole  rat  pancreatic 
gland.  The  DOPA  turnover  was  unchanged  but  the 
dopamine  levels  were  higher  10  min  after  the 
L-DOPA  administration  in  animals  pretreated  with 
pilocarpine.   Both  DOPA  and  dopamine  levels  were 
lower  from  20  min  on.   Pretreatment  with  both 
nialamide  and  pilocarpine  resulted  in  lower  amounts 
of  dopamine  than  after  pretreatment  with  only 
nialamide  10  min  after  the  L-DOPA  administration. 
L-DOPA  turnover  is  apparently  influenced  by 
changes  in  the  pancreatic  secretory  activity. 


10005     EFFECT  OF  OXYTETRACYCL I NE  ON  THE  KINETICS 

OF  SECRETION  IN  RAT  EXOCRINE  PANCREAS. 
(Ger.)   Hobusch,  D.  (U.  Rostock  Inst.  Gen.  Spec. 
Pathol.,  Germany)  and  H.-P.  Putzke.  Ex-p.    Pathol. 
5(5/6) :298-307,  1971. 

Histologic,  hi stochemical  and  electron  microscopic 
studies,  after  i.p.  administration  of  oxytetracycl ine 
HCl ,  showed  that  doses  in  the  middle  to  upper 
therapeutic  range  induced  only  slight  morphologic 
or  substructural  changes  (characteristic  of 
moderately  increased  secretory  activity)  in  the 
acinic  epithelial  cells  of  the  pancreas  of  female 
rats.   After  doses  in  excess  of  the  therapeutic 
range,  exocrine  pancreatic  secretion  was  sharply 
inhibited,  accompanied  by  atrophy  of  the  acini 
and  hyperplasia  of  the  Golgi  apparatus.  The 
phenomenon  was  spontaneously  reversible  within  1 
week  following  withdrawal  of  the  agent. 


10006     MECHANISMS  OF  PRODUCTION  OF  CIRCULATORY 

SHOCK  FACTORS  IN  ISOLATED  PERFUSED 
PANCREAS.   (E.)   Ferguson,  W.  W.  (U.  Virginia 
Sch.  Med.,  Charlottesville),  T.  M.  Glenn  and 
A.  M.  Lefer.  Am.    J.    Physiol.    22  (2)  :it50-i»57, 
1972. 


The  in  vitro  preparation  consists  of  the  pancreas, 
its  vessels  and  mesentery  removed  from  mongrel 
cats  after  an  overnight  fast.   Increased  pancreatic 
release  and  increased  enzymatic  activity  of 
lysosomal  6-glucuronidase  and  cathepsin  D  were 
seen  under  conditions  of  hypoxia  and  ischemia, 
but  not  acidosis.   Electron  microscopy  of  pan- 
creases after  2i  hours  of  perfusion,  showed  that 
with  hypoxia  or  ischemia  there  was  enlargement 
and  vacuolization  of  lysosomes  and  a  widening  of 
the  intraci sternal  spaces  of  the  rough  endoplasmic 
reticulum.   Both  the  release  of  the  hydrolytic 
enzymes  and  the  ul t ras tructural  changes  were  pre- 
vented by  the  administration  of  methylprednisolone 
(30  mg/kg  i.v.  prior  to  surgery  and  30  mg/55  ml 
of  perfusate  prior  to  the  90-min  period  of  hypoxia) 
in  pancreases  subjected  to  hypoxia.   Pancreatic 
homogenates,  but  not  perfusates,  from  pancreases 
subjected  to  hypoxia  or  ischemia  showed  significant 
elevations  of  activity  of  myocardial  depressant 
factor;  this  was  not  seen  with  acidosis  or  with 
hypoxia  preceded  by  methylprednisolone.   Addition 
of  concentrated  preparations  of  lysosomal  enzymes 
to  the  perfusate  in  activities  comparable  to 
that  observed  during  circulatory  shock  resulted 
in  a  progressive  rise  in  perfusion  pressure  from 
normal  levels  of  35  mm  Hg  to  over  200  mm  Hg 
within  36  min.   The  venous  flow  rate  began  to 
decrease  with  pressures  over  100  mm  Hg  and  was 
reduced  by  more  than  501  with  pressures  of  200 
mm  Hg . 


10007     LOCALIZATION  OF  CHOLECYSTOKI N I N  RELEASE 

IN  INTESTINE  OF  THE  DOG.   (E.)   Konturek, 
S.  J.  (Med.  Acad.  Inst.  Physiol.,  Cracow,  Poland), 
J.  Tasler  and  W.  Obtu/owicz.  Am.    J.    Physiol. 
222(0:16-20,  1972. 

Experimental  dogs  were  prepared  with  chronic 
pancreatic  fistulas,  gastric  fistulas  and  Pavlov 
pouches.   In  those  with  a  duodenojejunal  Thiry 
intestinal  loop,  perfusion  of  this  isolated  seg- 
ment with  a  solution  containing  125  mM  L- leucine 
and  100  mM  tryptophan  (pH  7.0,  300  mOsm/liter) 
caused  a  marked  increase  in  pancreatic  protein 
output  (comparable  with  that  seen  in  response  to 
i.v.  cholecystokinin  or  caerulein)  and  a  slight 
increase  in  pancreatic  bicarbonate  secretion. 
Changes  were  less  marked  with  perfusion  of  a 
distal  jejunal  loop  and  there  were  no  changes  in 
pancreatic  secretion  with  perfusion  of  a  distal 
ileal  loop.  The  Pavlov-pouch  response  to  i.v. 
pentagastrin  was  inhibited  by  the  amino  acid 
perfusion  of  the  duodenojejunal  loop,  while  this 
parameter  was  not  affected  by  perfusion  of  either 
the  distal  jejunal  or  distal  ileal  loops. 


10008     EFFECTS  OF  PHENOBARB ITAL  PRETREATMENT 
ON  RAT  PANCREAS.   (E.)   Lavigne,  J.-G. 
(U.  Montreal  Fac.  Med.,  Quebec,  Canada)  and  C. 
Marchand.  Am.    J.    Physiol.    222  (2)  : 360-36'*,  1972. 

Female  Sprague-Dawley  rats  received  3  daily  i.p. 
injections  of  50  mg/kg  of  phenobarbi tal  sodium. 
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while  controls  received  saline.   In  some  experi- 
ments, 0.5  mg/kg  atropine  sulfate  was  injected 
l.v.  into  the  tail  vein  1  hr  before  collection 
of  pancreatobiliary  secretion.   Phenobarbi tal- 
treated  rats  showed  a  significant  increase  in 
weight  of  the  pancreas  similar  to  that  of  the 
liver,  in  the  absence  of  any  alterations  of  total 
body  weight.  The  increase  in  pancreatic  micro- 
somal proteins  was  proportionally  higher  than  in 
the  liver.  There  was  also  an  increase  in  both 
in  vivo  and  j_n  vitro  incorporation  of  L-leucine- 
T^cTiTFo  microsomal  proteins.  This  could  not  be 
explained  by  an  increase  in  pancreatic  drug- 
metabolizing  enzymes.  There  was,  however,  an 
increase  in  pancreatic  secretion  of  amyl ase  1 i pase 
and  ribonuclease.  The  i.v.  administration  of 
atropine  decreased,  but  did  not  block,  the  pan- 
creatobiliary secretion  and  its  protein  content. 


10009     A  MULTIVARIATE  ANALYSIS  OF  DATA  RESULTING 

FROM  AN  INTUBATION  STUDY  OF  PANCREATIC 
FUNCTION.   (Fr.)   Capitaine,  Y.  (Natl.  Inst. 
Health  Med.  Res.,  Marseilles,  France),  R.-C  Cros, 
L  Gullo,  C.  de  Barros-Mott,  J.  Pastor,  A.  M. 
Paul!  and  H.  Sarles.  Arah.    Fr.    Mai.   App.    D%g. 
60(12,  Suppl.  '4):301-308,  1971. 

Data  derived  by  gastroduodenal  intubation  of  73 
control  subjects,  39  patients  with  chronic  pan- 
creatitis,  l8  with  acute  pancreatitis  and  39  with 
gastrointestinal  disorders  not  affecting  the 
pancreas  were  subjected  to  analysis  by  the  classical 
statistical  approach  (variable  by  variable), 
discriminant  analysis  (using  Fisher's  method  , _ 
factorial  analysis,  and  a  non-parametric,  multi- 
variate technique  proposed  by  one  of  the  authors. 
The  proposed  method  is  said  to  improve  diagnostic  _ 
reliability  significantly,  in  addition  to  simplifying 
procedures  by  eliminating  values  determined  before^ 
or  more  than  30  min  after  administration  of  secretin 
or  pancreozymin,  studies  of  secretory  volume, 
enzyme  and  bicarbonate  determinations,  and 
determinations  of  trypsin.   However,  determinations 
of  calcium  and  amylase  were  required  to  distinguish 
patients  with  acute  pancreatitis  from  normal  con- 
trols and  from  controls  with  gastrointestinal 
disorders  not  affecting  the  pancreas. 

10010     EFFECTS  OF  EXOGENOUS  AND  ENDOGENOUS 

HISTAMINE  AND  OF  ANTIHISTAMINES  ON  THE 
VASOMOTOR  ACTIVITY  AND  SECRETION  OF  ISOLATED, 
PERFUSED  DOG  PANCREAS.   (Fr.)   Pascal,  J.  P. 
(Purpan  Hosp. ,  Toulouse,  France),  N.  Vaysse, 
J.  P.  Boucard,  J.  Laval  and  ^.    r^bet.      Aroh.   Fv. 
Mai.   App.    Dig.    60(12,  Suppl.  '.):279-286,  1971. 

In  isolated  dog  pancreas  perfused  with  heparinized, 
whole  blood,  i.a.  administration  of  histamine 
failed  to  induce  any  secretory  activity,  but  did 
induce  rapid,  intense  vasodilatation,  which  was 
not  affected  in  any  way  by  the  simultaneous  or  _ 
prior  administration  of  promethazine  or  mepyramine 
maleate.   Liberation  of  endogenous  histamine  by 
i  a.  administration  of  Compound  itS/BO  yielded 


identical  results,  although  a  marked  fading 
effect  was  evidenced  when  injections  were  re- 
peated, due  to  exhaustion  of  the  available  supply. 
Neither  of  the  antihistamines  exerted  any  dis- 
cernible effect  on  the  ability  of  secretin  to 
stimulate  secretory  activity. 

10011      ISOLATED  PERFUSION  OF  THE  PANCREAS  IN 

THE  DOG.   A  QUANTITATIVE  I NFRASTRUCTURAL 
STUDY  OF  SPONTANEOUS  EXOCRINE  SECRETION.   (Fr.) 
Stock  C.  (INSERM  Res.  Unit.,  Strasbourg,  France), 
P  Stoebner,  M.  Roos ,  M.  Gillet,  J.  Kachelhoffer 
and  J.  F.  Grenier.  Arch.    Fr.   Mai.   App.    D%g. 
60(12,  Suppl.  '*):287-300,  1971. 

Duodenal  pancreatic  blocks  were  isolated  and  per- 
fused with  whole,  homologous  blood  for  30  mm  in^ 
a  closed  circuit,  then  for  2  hr  in  an  open  circuit, 
with  biopsy  specimens  taken  at  intervals.   Electron 
microscopic  study  of  these  specimens  showed  no 
significant  morphologic  changes  of  acinar, 
centroacinar  or  canalicular  cells  throughout  the 
entire  observation  period.   Spontaneous  exocrine 
secretion  continued  throughout  the  perfusion 
period  and  varied  considerably  in  quantity  between 
individual  pancreases  according  to  the  total  granular 
population  of  the  secretory  cells.   In  each  pan- 
creas, this  total  granular  population  remained 
essentially  constant,  although  the  secretory  act 
was  accompanied  by  a  definable,  characteristic 
sequence  of  granular  transformations  and  move- 
ments, apparently  related  directly  to  the  produc- 
tion of  pancreatic  juice.  These  included  trans- 
formation of  zymogen  granules  into  clear  granules 
(consisting  primarily  of  secretory  vacuoles), 
apparently  by  a  process  of  lavage.   Mixed  granu  es 
and  intermediate  stages  were  clearly  demonstrable, 
as  was  a  progressive  increase  of  the  volume  of 
the  clear  granules,  prior  to  excretion  and  the 
synthesis  of  new  zymogen  granules  to  replace 
those  which  were  being  lost. 


10012     HISTOCHEMICAL  AND  ELECTRON  MICROSCOPIC 

STUDIES  ON  THE  SECRETION  KINETICS  OF 
PANCREATIC  ACINAR  CELLS  OF  FASTING  RATS.   (Ger.) 
Richter  K.  (U.  Rostock  Inst.  Gen.  Spec.  Pathol.. 
Germany)   H.-P.  Putzke  and  A.  BienengrSber.  Exp. 
Pathol.    (Jena)   5  (3-'^) :  192-199.  1971. 

Absolute  starvation  (35  Wistar  rats,  250  g  body 
wt)  for  't-7  day  (water  ad  libitum)  resulted  in 
atrophy  of  the  pancreas,  acinar  shrinkage,  moderate 
damage  to  the  endoplasmic  reticulum  and  mitochondria 
of  acinar  epithelium,  decreased  activity  of  inter- 
mediary and  secretory  enzymes  (alkaline  phosphatase, 
adenosine  triphosphatase,  non-specific  esterase 
and  lipase,  succinic  dehydrogenase,  cytochrome 
oxidase),  diminution  of  mature  secretory  granules 
and  marked  enlargement  of  the  Golgi  apparatus. 
The  strong  hyperplasia  of  the  Golgi  apparatus  and 
increased  acid  phosphatase  activity  was  considered 
to  be  due  to  a  decreased  consumption  of  membrane 
material  and  its  slower  synthesis  resul t ingf rom 
decreased  synthesis  of  enzyme  protein.   It  is 
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suggested  that  hyperplasia  of  the  Golgi  apparatus 
is  not  necessarily  an  expression  of  intensified 
function  of  secretory  cells. 


10013     ROLE  OF  CYCLIC  3',5'-AMP  IN  THE  ACTION 

OF  PHYSIOLOGICAL  SECRETAGOGUES  ON  THE 
METABOLISM  OF  RAT  PANCREAS  IN  VITRO.   (E.) 
Bauduin,  H.  (U.  Brussels  Sch.  Med.,  Belgium),  L. 
Rochus,  D.  Vi.ncent  and  J.  E.  Dumont.  Bioahim. 
Biophys.   /leta  252(1 ):  171-173,  1971. 

The  comparative  effects  of  carbamyl chol ine , 
dibutyryl  cyclic  AMP,  cyclic  AMP  and  methyl 
xanthine  on  secretion  and  metabolism  of  the  rat 
pancreas  was  studied  in  vitro.   Both  dibutyryl 
cyclic  AMP  and  cyclic  AMP  increased  the  release 
of  chymotrypsinogen  and  lipase  but  did  not  exceed 
250^  of  control.   Dose-response  secretion  curves 
for  dibutyryl  cyclic  AMP,  carbamyl chol i ne  and 
pancreozymin  showed  similar  stimulation  of  enzyme 
release  at  concentrations  of  100  pM,  0.5-1.0  uM 
and  0.006-0,008  Ivy  U/ml ,  resp.  The  maximal 
secretion  obtained  was  similar  for  pancreozymin 
and  carbamyl chol ine  but  was  an  order  of  magnitude 
lower  for  dibutyryl  cyclic  AMP.   Theophylline  and 
caffeine  (1.2  mM)  had  no  effect  on  pancreatic 
enzymatic  release  although  they  usually  potentiated 
the  sub-maximal  concentration  of  dibutyryl  cyclic 
AMP-induced  enzyme  release.   These  compounds 
failed  to  alter  the  carbamyl chol ine  and  the  pan- 
creozymin response;  however,  they  did  potentiate 
the  maximum  secretion  caused  by  these  2  compounds. 
Neither  cyclic  AMP,  dibutyryl  cyclic  AMP  nor 
carbamyl chol ine  could  alter  the  oxygen  uptake. 
L-['»,5-^H2]  leucine  incorporation  into  proteins 
was  not  altered  by  dibutyryl  cyclic  AMP  and  was 
inhibited  by  either  0.01  mM  carbamyl choline  or 
1.3  mM  methylxanthine.   Similarly,  carbamyl chol ine 
increased  the  incorporation  of  D-[  ^'*C6] -glucose 
into  proteins  while  dibutyryl  cyclic  AMP  was  with- 
out effect.   Carbamylchol ine  also  increased  the 
incorporation  of  ^^Pi  into  monophosphatidyl inosi tol s 
phospholipid  fraction  while  dibutyryl  cyclic  AMP 
did  not  affect  this  parameter,  although  the 
enzyme  release  was  doubled.   Cyclic  AMP  appears 
to  be  involved  in  pancreatic  secretion  but  does 
not  appear  to  be  the  only  mediator  of  all  the 
effects  of  the  physiological  secretagogues . 


lOOlA     IN  VITRO  STIMULATION  OF  ENZYME  SECRETION 

AND  THE  SYNTHESIS  OF  MICROSOMAL  MEMBRANES 
IN  THE  PANCREAS  OF  THE  GUINEA  PIG.   (E.) 
Meldolesi,  J,  (U.  Milan  Dept .  Pharmacol.,  Italy) 
and  D.  Cova.  J.    Cell  Biol.    51 (2) :396-A04,  I97I. 

Subfraction  of  rough  and  smooth  microsomes  were 
isolated  from  the  guinea  pig  pancreas  by  separating 
nonmembrane  proteins  from  the  membranes,  and  the 
effect  of  in  vitro  stimulation  of  enzyme  secretion 


on  the  incorporation  of  ^^Pi  into  membrane  phos- 
pholipid and  of  L-leucine--'''*C  into  the  membranes 
was  studied.  The  fractions  were  successfully 
separated  by  incubation  at  '♦°C  for  k   hr  in  0.0005 
M^puromycin  at  high  ionic  strength  followed  by 
extraction  with  0.2  M  NaHCO^  at  pH  7.8.   Incubation 
of  pancreas  slices  in  the  presence  of  carbachol 
(0.0001  M^)  elicited  a  large  increment  of  the  ^^p; 
incorporation  into  microsomal  PLP  in  both  rough 
and  smooth  microsomes,  and  was  particularly  marked 
in  the  latter  fraction  where  the  increase  was 
nearly  fourfold.   No  significant  changes  in  L- 
leucine-'^'^C  incorporation  into  the  proteins  of 
the  membranes  or  other  subfractions  was  observed 
following  carbachol  stimulation.   Exocytosis 
does  not  seem  to  be  coupled  with  an  increased 
rate  of  synthesis  of  complete  endoplasmic  reticulum 
and  Golgi  membranes.  Thus,  excess  plasma  membrane 
may  be  preserved  and  reused  throughout  the  secre- 
tory cycle. 
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ACTIVE  TRANSPORT  OF  GLYCINE  BY  MOUSE 


PANCREAS.   EVIDENCE  AGAINST  THE  Na+ 
GRADIENT  HYPOTHESIS.   (E.)   Lin,  K.  T.  (McGill  U, 
Dept,  Biochem, ,  Montreal,  Quebec,  Canada)  and 
R.  M.  Johnstone.  Bioohem.    Biophys.   Aata   2h3(]): 
\kk-]58,   1971. 

Under  conditions  of  in  v  i  t  ro  incubation  the  mouse 
pancreas  did  not  maintain  a  large  Na"*"  gradient, 
while  a  significant  K"*"  gradient  was  maintained. 
After  60  min  at  37°  the  Na+  gradient  was  less 
than  30  mM,  being  completely  absent  at  the  start 
of  the  incubation.   Despite  the  small  Na"*"  gradient, 
extensive  accumulation  of  glycine  against  its 
concentration  gradient  was  found.   Incubation 
with  d ini trophenol  resulted  In  a  gradual  loss  of 
glycine  transport  activity  and  was  related  to  the 
time  of  exposure  to  dini trophenol  ,  inhibition 
continuing  even  after  the  ions  had  reached  a 
steady  state.  Anaerobic  incubation  with  N2  reduced 
glycine  uptake  more  than  with  d i ni trophenol  under 
aerobic  conditions  although  the  effects  on  cation 
distribution  were  comparable.   Oubain  (0,1  mM) 
decreased  glycine  uptake  at  steady  state  by  501 
without  a  substantial  effect  on  the  intracellular 
Na"*"  and  K"*"  concentrations  and  could  only  disturb 
the  steady-state  cellular  K+  by  501  at  a  10-fold 
increase  in  concentration.   Extracellular  Na"*" 
enhanced  glycine  transport  in  mouse  pancreas  by 
increasing  maximum  uptake  by  increasing  the  Vmax 
of  glycine  uptake  without  a  significant  effect 
on  the  K^i-  Tissue  uptake  of  glycine  can  be 
related  to  the  levels  of  extracellular  Na+  and 
cellular  ATP  but  not  with  the  degree  of  Na"*"  and/or 
K"*"  fluxes.  The  extracellular  Na"*"  was  responsible 
for  the  initial  rate  of  glycine  uptake.   Both 
Na"*"  and  ATP  appear  to  enhance  glycine  transport 
in  mouse  pancreas  primarily  by  increasing  the 
maximum  uptake  and  both  act  by  affecting  the 

Vmax  • 


See  also  number:   9968 
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INHIBITION  OF  RIBOSOMAL  RIBONUCLEIC 
ACID  MATURATION  IN  RAT  LIVER  BY  5" 
FLUOROOROTIC  ACID  RESULTING  IN  THE  SELECTIVE 
LABELING  OF  CYTOPLASMIC  MESSENGER  RIBONUCLEIC 
ACID   (E.)  Wilkinson,  D.  S.  (U.  Wisconsin  Med. 
Sch.   Madison),  A.  Cihak  and  H.  C.  Pitot.  J. 
Biol.    Chem.    2^*6 (21 )  :6i.l 8-6t.27 ,  1971. 

Male  Holtzman  albino  rats  received  i.p.  '"jftions 
of  either  5-fluoro  [2-l^C]  orotic  acid  or  [6-  CJ 
orotic  acid.   Polyribosomes  and  both  nuclear  and 
cytoplasmic  ri bonucleoprotei n  particles  were  pre- 
pared from  rats  fasted  for  Ih   hrbefore  death. 
Little  or  no  newly  synthesized  ribosomal  RNA  was 
found  in  the  cytoplasm  for  at  least  3  hr  after 
administration  of  low  doses  of  5-f 1 uoroorot . c 
acid   The  analogue  was,  however,  incorporated 
into  a  fraction  of  cytoplasmic  RNA  which  appeared 
to  be  messenger  RNA.   Despite  relatively  equal 
rates  of  orotic  acid  and  5-f 1 uoroorot 1 c  acid 
incorporation  into  total  nuclear  RNA,  the  amount 
of  analogue-labeled  microsomal  RNA  lagged  con- 
siderably behind  that  of  orotate-1 abeled  microsomal 
RNA   Since  there  was  no  overall  accumulation  ot 
labeled  RNA  in  the  nuclei  of  rats  receiving  5- 
fluoroorotate,  it  seems  there  is  a  relatively 
greater  degradation  of  the  newly  synthesized 
analogue-containing  RNA. 
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CIRCADIAN  VARIATIONS  OF  THE  LIVER  CELL 
NUCLEOLI  IN  THE  NORMAL  RAT  IN  TERMS  OF 
THE  FEEDING  HOUR  (NOTE  III).   (E.)   Barb3ras3,  C 
(Inst.  Public  Health  Med.  Res.   lasi,  Rumania;. 
Rev.   Roum.    EmbryoU    Cytol.    8(l):93-105,  1971. 

Variable  feeding  schedules  with  a  fixed  feeding 
hour  were  employed  in  rats  to  study  the  morphologic 
changes  in  the  hepatocytes  in  the  course  of  a 
circadian  rhythm.   Hepatocyte  nuclei  with  a 
minimum  number  of  nucleoli  predomi nated  6  hr  after 
feeding  while  those  with  a  maximum  number  ot 
nucleoli  were  seen  12  hr  after  feeding.  The_ 
number  of  eccentric  nucleoli  were  increased  in 
the  small  lobular  zones  at  6  hr  after  feeding  and 
in  the  large  ones  at  12  hr.   Both  the  number  of 
polyploid  cells  and  the  mean  number  of  nucleoli: 
nucleus  were  correlated  with  the  number  of  large, 
eccentric  nucleoli;  this  correlation  was  at  a 
minimum  at  6  hr,  and  at  a  maximum  at  12  and  lb  hr. 

10018     HETEROTOPIC  AUXILIARY  LIVER  TRANSPLANTA- 
TION I  N  RATS.   USE  OF  THE  INTRAHEPATIC 
VENA  CAVA  AS  THE  EFFERENT  VESSEL.   (E.)  /o^t, 
W  J.  (Med.  Fac,  Rotterdam,  Netherlands)  ,  E.u. 
Wolff  and  W.  N.  Eastham.  Trans-plantatron   12^b;: 
I4l5-'t20,  1971. 

Experimental  animals  consisted  °f  ^0 . '  "l^^^J-  . 
specific  pathogen-free  female  Wag/Rij  or  BN/Bi 
rats  which  underwent  isogeneic  or  allogeneic    _ 
(BN/Bi  to  Wag/Rij)  auxiliary  liver  transplantation 
after  1Q%   hepatectomy  and  right  nephrectomy.  The 


donor  organ  was  transplanted  with  a  portal 
afferent  blood  supply  and  either  the  infrahepatic 
(19  rats)  or  suprahepatic  (21)  part  of  the 
inferior  vena  cava  as  the  efferent  vessel. 
Animals  with  allogeneic  grafts  were  sacrificed 
on  day  5,  those  with  isogeneic  grafts  on  days 
789.   Rats  with  suprahepatic  inferior  vena 
cava'showed  a  high  operative  mortality  and  _ 
moderate  to  severe  congestion  in  the  graft  in  _ 
over  50°^  of  the  cases.  The  postoperative  survival 
rate  was  increased  and  the  congestion  prevented 
with  use  of  the  infrahepatic  portion  of  the 
Inferior  vena  cava.   In  animals  that  survived 
for  h   days  or  longer,  bile  duct  proliferation 
was  noted  in  both  isogeneic  and  allogeneic  trans- 
planted livers.   Graft  rejection  was  observed  in 
allogeneic  transplanted  livers. 
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ALANINE  METABOLISM  IN  PERFUSED  LIVERS 
OF  NORMAL  AND  ADRENALECTOMI ZED  RATS. 
(E  )   Haft   D.  E.  (New  York  Med.  Coll.,  N.  Y.), 
E.'Tennen  and  S.  Mehtalia.  Am.    J.    Physiol. 
222(2):365-372,  1972. 

Adrenalectomy  was  performed  5-7  days  before  in. 
vitro  perfusion  of  livers  (from  fasted  Wistar 
rats)  for  3  hr  with  diluted  heparinized  rat 
(fasted  Spraque-Dawley)  blood;  adrenalectomy  was 
performed  k-l   days  before  perfusion  for  1  hr  of 
isolated  rat  livers  with  washed  rat  or  beef  RBC, 
resuspended  in  albumin  and  buffer.   Livers  of 
adrenalectomized  and  intact  (control)  rats  were 
perfused  with  L-alani  ne-U-^-^C  with  or  without 
addition  of  100  mg  of  mixed  L-amino  acids.   Net 
glucose  production  was  observed  only  during  per- 
fusion of  the  livers  at  hypoglycemic  levels.   _ 
Prior  adrenalectomy  did  not  alter  urea  synthesis, 
production  of  glucose  or  hepatic  and  plasma 
concentration  of  amino  acid  nitrogen.   n  some 
animals  increased  incorporation  of  label  into 
glucose  was  seen  in  adrenalectomized  rats,  but 
?his  was  probably  due  to  a  smaller  alanine  pool 
rather  than  increased  gl uconeogenes 1 s.   In  both 
intact  and  adrenalectomized  rats,  addition  of 
200  mg  octanoate  to  the  perfusion  medium  reduced 
the  oxidation  of  ^^C  to  ^^CO^  and  increased  its 
incorporation  into  protein;  it  a  so  -"hibi^^^ 
the  amino  acid-increased  synthesis  of  urea.  The 
data  suggest  that,  in  the  presence  of  adequate 
precursor,  adrenalectomy  does  not  alter  hepatic 
gl uconeogenes  i  s . 

,0020     MICELLAR  THEORY  OF  BILIARY  CHOLESTEROL 

EXCRETION.   (E.)   Hardison,  W.  G.  M. 
(Rush-Presbyterian-St.  Luke's  Med.  "r.  .Chicago. 
111.)  and  J.  T.  Apter.  Am.    J.    Physzol.    222(1). 
61-67,  1972. 

Sprague-Dawley  rats  were  prepared  with  polyethylene 
cannulas  in  the  femoral  vein  and  n  the  prox  mal 
third  of  the  common  bile  duct,  and  received  . .v. 
infusions  of  0.5  to  1.5  pmoles/min  of  sodium 
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taurocholate  (a  micelle-forming  bile  salt).   In 
some,  sodium  dehydrocholate  (a  nonmicel le-forming 
bile  salt)  was  also  infused.   With  infusion  of 
taurocholate,  the  increase  in  biliary  bile  salt 
excretion  was  accompanied  by  an  increase  in  biliary 
lipid  excretion.   This  relationship,  however,  was 
not  linear;  at  high  rates  of  excretion  of  bile 
salts,  there  was  little  increase  in  rate  of  excre- 
tion of  biliary  lipid,  in  spite  of  the  increasing 
rate  of  excretion  of  biliary  bile  salts.   With 
infusion  of  dehydrocholate,  there  was  little 
Increase  in  excretion  of  biliary  lipid.   At  low 
rates  of  excretion  of  bile  salts  and  phospholipid, 
the  proportion  of  cholesterol  remained  dispropor- 
tionally  high;  at  low  rates  bile  was  more  nearly 
saturated  or  supersaturated  with  cholesterol  than 
at  high  rates.   The  data  suggest  that,  although 
micellar  solubilization  is  most  important  for 
biliary  lipid  excretion,  this  mechanism  alone  does 
not  explain  all  aspects  of  this  process. 


10021  COMPARISON  OF  LIVER  MITOCHONDRIAL  FUNC- 
TION AFTER  END  TO  SIDE  AND  SIDE  TO  SIDE 
PORTACAVAL  SHUNTING.  (E.)  Bekoe,  S.,  B.  Mizock, 
A.  Rone  and  G.  W.  Peskin  (Univ.  Hosp.,  San  Diego, 
Calif.).  Am.   J.    Surg.    ]23{]) -.kJ-kS,    1972. 

The  experimental  model  using  the  half  and  half 
shunt  provided  a  built-in  control  to  compare  the 
2  procedures  in  the  same  experimental  dogs. 
Microscopic  sections  of  the  end-to-side  half 
livers  showed  congested,  dilated  sinusoidal  spaces 
with  hepatocyte  ballooning  and  focal  necrosis;  at 
10  months  there  were  areas  of  fibrosis.   The  side- 
to-side  half  livers  were  minimally  altered  with 
mild  congestion  only.   The  half  liver  served  by 
side-to-side  shunt  showed  better  mitochondrial 
function,  as  reflected  by  an  enhanced  respiratory 
control  index,  than  the  end-to-side  half.   This 
increase  in  cellular  respiratory  function  is 
attributed  to  better  perfusion  related  to  the 
hepatic  decompression  known  to  occur  when  a  side- 
to-side  shunt  is  performed. 


10022     PREVENTION  BY  CYSTAMINE  OF  LIVER  NECROSIS 

AND  EARLY  BIOCHEMICAL "ALTERATIONS  IN- 
DUCED BY  CARBON  TETRACHLORIDE.   (E.)   Castro, 
J.  A.  (CITEFA  -  V.  Martelli  Lab.  Chem.  Biol. 
Toxicol,,  Buenos  Aires,  Argentina),  E.  V.  Cignoli, 
C,  R.  de  Castro  and  0.  M.  de  Fenos .  Bioahem. 
Pharmaaol.    21  (l )  r^^S-S?,  1972. 

Cystamine  prevented  the  liver  weight  increase, 
NADP  linked  isocitric  dehydrogenase  activity 
efflux  from  liver  to  plasma,  necrosis  and  fatty 
infiltration  caused  by  carbon  tetrachloride  2'»  hr 
after  its  oral  administration.   Pretreatment  with 
cystamine  prevented  not  only  a  depressed  glucose- 
6-phosphatase  activity  but  also  the  destruction 
of  ethylmorphine  N-demethylase  activity  caused 
by  CCH  3  hr  after  oral  administration,   Cystamine 
apparently  delays  the  gastrointestinal  absorption 
of  CCI/4.   Cystamine  was  also  effective  in  pre- 
venting liver  damage  caused  by  I. p.  administration 


of  cell,;  it  blocked  the  irreversible  binding  of 
^'*C  from  ^'*CC1/^  to  liver  microsomal  lipids  and 
glucose-6-phosphatase  depression.   However, 
microsomal  lipid  peroxidation  process  was  not 
inhibited,  and  CCI1,  levels  in  the  livers  of 
cystamine-treated  and  untreated  rats  were  similar. 
Ethylmorphine  N-demethylase  destruction  was  not 
prevented.   The  effect  of  the  initial  CCK  and 
CI  free  radicals  may  be  more  pertinent  than  llpl< 
peroxidation  to  the  development  of  necrosis. 
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10023     THE  HEPATIC  CHALONE.   I.   ASSAY  METHOD 

FOR  THE  HORMONE  AND  PURIFICATION  OF 
THE  RABBIT  LIVER  CHALONE,   (E.)   Verly,  W,  G. 

(U.  Montreal  Dept.  Blochem.,  Quebec,  Canada),  Y. 
Deschamps,  J.  Pushpathadam  and  M,  Desroslers. 
Can.   J.   Bioahem.    49(12) : 1376-1383,  1971. 

Starting  from  rabbit  liver,  a  'tSO-fold  purification 
was  obtained  of  the  hormone,  chalone.   The 
hepatic  chalone  was  a  small  peptide  and  was 
tissue-specific  but  not  species-specific.   The 
chalone  unit  was  defined  as  the  amount  of  hormone 
needed  to  obtain  a  50^  increase  of  DNA  synthesis 
In  liver  slices  during  incubation  for  2  hr  at 
37°C.   The  linear  relationship  between  the  amount 
of  protein  in  a  chalone  preparation  and  (I/I-IF) 
where  IF  is  the  inhibited  fraction  of  DNA  synthesis, 
can  be  explained  by  an  interaction  of  chalone 
molecules  with  receptor  sites  in  the  hepatocytes. 
These  receptors  apparently  have  low  affinity  for 
this  hormone.   The  chalone  may  form  a  complex  in 
the  protein  involved  in  the  initiation  of  DNA 
replication;  the  complex  could  occur  in  the 
plasma  membrane,  preventing  the  initiation  protein 
from  reaching  the  nuclear  membrane. 


\OQlk  EFFECTS  OF  INSULIN  AND  ADENOSINE  3',5'- 

MONOPHOSPHATE  ON  K+  FLUX  AND  GLUCOSE 
OUTPUT  IN  PERFUSED  RAT  LIVER.   (E.)   Williams, 
T.  F,  (Vanderbllt  U,  Dept.  Physiol.,  Nashville, 
Tenn.),  J.  H.  Exton,  N.  Friedmann  and  C,  R.  Park. 
Am.   J.   Physiol.    221  (6) :  iGi^S-lSSI  ,  1971. 

Glucagon,  epinephrine  or  cyclic  AMP  stimulated  a 
net  influx  of  K"*"  followed  by  a  net  efflux  in  the 
Isolated  rat  liver  perfused  with  nonreci rculating 
medium.   The  Influx  was  Immediate  in  response  to 
cyclic  AMP  and  was  prominent  at  reduced  temperature 
(27°  C) .   When  red rcling  medium  was  used  in 
Infusions,  Insulin  alone  reduced  K"*"  efflux  and 
only  the  efflux  phase  of  K*  movement  was  observed. 
Insulin  counteracted  cyclic  AMP-stimulated  glucose 
efflux  from  the  liver  of  fed  rats  in  the  presence 
of  submaximal  cyclic  AMP  concentrations  but  did 
not  diminish  the  stimulatory  effect  of  dibutryl 
cyclic  AMP  on  K+  or  glucose  efflux.   Insulin 
apparently  lowers  the  level  of  free  cyclic  AMP, 
that  Is,  the  small  fraction  of  cellular  cyclic 
nucleotide  which  is  in  contact  with  the  regulatory 
systems  for  K"*"  and  glucose  effluxes. 
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CHANGES  IN  THE  THYMUS  DURING  THE 
REGENERATIVE  GROWTH  OF  THE  LIVER  AFTER 
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PARTIAL  HEPATECTOMY  IN  RATS.   (E.)   Ertl  ,  N. 
(City  Hosp.,  Mannheim,  Germany)  and  0.  Wieser. 
Oncology   25(6) -.505-51 1 .  1971. 

The  weight  of  the  thymus  gland  and  the  Incorporation 
rate  of  ^H-labeled  thymidine  both  decreased  until 
the  third  day  after  partial  hepatectomy  in  rats; 
then  a  phase  of  slower  decrease  or  organ  weight 
and  incorporation  of  labeled  DNA  precursor 
followed  with  a  nadir  at  the  fifth  day.  A  re- 
population  of  the  cortex  of  the  thymus  with  small 
lymphocytes  was  completed  at  the  ninth  or  tenth 
day.  At  one  day  and  Increasing  until  the  third 
day  after  partial  hepatectomy  was  the  number  of 
pyknotic  nuclei  of  the  thymocytes;  very  few 
mitoses  were  seen.  After  these  changes  the  thymus 
cortex  lost  its  predominant  component,  the  small 
thymocytes,  and  was  indistinguishable  from  the 
medulla.   Large  thymocytes  and  reticulum  cells 
were  not  Involved  in  this  regressive  process.  ^ 
The  histologic  picture  of  a  complete  repopulation 
of  the  thymus  with  small  thymocytes  was  again  to 
be  seen  between  days  8  and  10  after  the  operation. 
Thymus  involution  was  not  an  effect  of  rapid 
regenerative  growth  in  liver,  but  a  concomitant 
symptom  of  the  limitation  and  the  stop  of  the 
regenerative  growth  by  adrenocortical  hormones. 

10026     THE  EFFECT  OF  HEPATIC  VENOUS  OBSTRUCTION 

ON  THE  RATE  OF  FLOW  OF  BILE.   (E.) 
Donovan,  A.  J.  (U.  Southern  California  Sch.  Med., 
Los  Angeles),  M.  A.  Child  and  A.  S.  Masto.  Surg. 
Gynecol.   Obetet.    13'«(l)  :89-93,  1972. 

In  the  7  of  12  dogs  which  survived  constriction 
of  the  suprahepatic  portion  of  the  vena  cava,  the 
mean  bile  flow  increased  from  10-1  i*  ml/hr  to 
10-28  ml/hr.  The  concentration  of  bilirubin  in^ 
the  bile  fell  after  hepatic  venous  obstruction  in 
all  7  dogs,  the  decrease  usually  exceeding  100%. 
Hepatic  venous  obstruction  apparently  led  to  an 
increased  bile  water  content  without  corresponding 
bilirubin  increase  (hydrocholeretic  effect) . 
The  excessive  flow  of  bile  observed  in  cirrhotic 
patients  is  probably  a  reflection  of  the  hepatic 
venous  obstruction  known  to  exist  in  such  patients. 


10027     STRUCTURAL  AND  FUNCTIONAL  EFFECTS  OF 

ETHANOL  ON  HEPATIC  MITOCHONDRIA.   (E.) 
Rubin,  E.  (Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.), 
D  S.  Beattie,  A.  Toth  and  C.  S.  Lieber.  Fed. 
Proc.    31(1):131-1'»0,  1972. 

Ethanol- Induced  morphologic  damage  and  functional 
changes  were  studied  in  isolated  hepatic  mito- 
chondria in  rats.   Chronic  ethanol -treated  rats 
incorporated  one-third  less  leucine  -   C  jJl  vijtro 
into  mitochondria.  Chronic  exposure  to  ethanol 
resulted  in  a  persistent  defect  in  mitochondrial 
membrane  biogenesis  and  reduced  the  concentration 
of  certain  components  of  the  electron-transport 
chain.   Mitochondria  obtained  from  rats  treated 
with  ethanol  for  2^4  days  exhibited  depressed 
state  3  and  state  ^i  respiration,  although 


respiration  remained  coupled,  ADP/0  ratios  being 
unchanged.  The  depression  of  sued nate-1 Inked 
respiration  may  be  related  to  a  reduced  content 
of  the  flavoprotein  (succinic  dehydrogenase)  or 
a  lower  cytochrome  concentration  In  those  mito- 
chondria.  Fatty  add  oxidation  was  also  depressed. 
In  addition  to  metabolic  alterations  produced  by 
Increased  redox  potential  resulting  from  alcohol 
metabolism,  persistent  damage  to  hepatic  mito- 
chondria may  play  a  role  in  the  pathogenesis  of 
alcoholic  liver  injury. 

10028     EFFECT  OF  ADRENAL  AND  HYPOPHYSEAL  HOR- 
MONES ON  THE  DEVELOPMENT  OF  FATTY  LIVER 
IN  RATS  FED  OROTIC  ACID.   (E.)   Hamuro,  Y.  (Takeda 
Chem.  Indust.  Ltd.,  Osaka,  Japan).  Endoor'vnology 
90(1): 200-206,  1972. 

Feeding  0.5%  or  more  orotic  add  to  intact  rats 
caused  a  marked  fatty  liver  and  lowered  the 
concentration  of  plasma  triglycerides.  The 
accumulation  of  lipid  in  livers  was  slightly 
lower  in  adrenalectomized  rats  than  In  a£  libitum 
fat  Intact  rats  following  orotic  acid  ingestion 
due,  however,  to  reduction  in  food  intake. 
Hypophysectomy  completely  prevented  both  fatty 
liver  and  plasma  triglyceride  reduction  induced 
by  a  n   orotic  acid  diet.  A  3%  orotic  acid  diet 
led  to  a  marked  depression  of  plasma  triglyceride 
and  phospholipid  but  no  more  increase  in  liver 
lipids.  ACTH,  growth  hormone,  or  thyroxine,  but 
not  Cortisol,  when  given  to  hypophysectomized 
rats  on  \%   orotic  acid,  produced  fatty  liver 
somewhat.   Combined  ACTH  and  growth  hormone  led 
to  both  fatty  liver  and  reduced  plasma  triglycerides, 
demonstrable  also  In  adrenalectomized,  hypo- 
physectomized  rats.  The  coexistence  of  ACTH  and 
growth  hormone  Is  required  for  the  action  of 
orotic  acid  on  lipid  metabolism. 

10029     REDUCTIVE  METABOLISM  OF  CORTICOSTERONE 

IN  MICE:   DIFFERENCES  IN  NADPH  REQUIRE- 
MENTS OF  LIVER  HOMOGENATES  OF  MALES  OF  TWO  INBRED 
STRAINS.   (E.)   Lindberg,  M.  (Stanford  U.  Med. 
Sch.,  Calif.),  J.  G.  M.  Shire,  0.  H.  D°e'-'"9.  J 
Kessler  and  R.  B.  Clayton.  Endocnnology   90U;. 
81-92,  1972. 

^H-Cortlcosterone  metabol ism  was  studied  In  liver 
homoqenates  from  C57BL/10J  and  DBA/2J  strains  of 
mice" with  and  without  the  addition  of  a  NADPH- 
generating  system.   ^H-Cortlcosterone  was 
metabolized  more  efficiently  to  polar  steroids  in 
C57  homogenates,  and  Its  metabolism  was  more 
dependent  upon  exogenous  NADPH  in  DBA  strains. 
Both  strains  metabolized  3H-corticosterone  to 
either  reduced  ring  A  structures  (tetrahydro- 
derivatives)  or  reduced  both  In  ring  A  and  at  C-ZO 
(hexahydro-derlvatlves).  Of  the  derivatives.  3 
beta.  5  alpha  metabolites  predominated  in  both 
strains.  3  beta-reduction  and  C-20  reduction^ 
being  more  active  In  the  C57  strain.  Reduction 
at  C-20  gave  almost  exclusively  20  alpha-hydroxyl 
derivatives,  mostly  of  the  3-beta,  5-alpha  series. 
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NADPH  addition  stimulated  the  formation  of  pro- 
ducts according  to  pre-existing  patterns  rather 
than  leading  to  major  changes  in  metabolic  path- 
ways.  Interstrain  differences  observed  in  vitro 
were  also  present  in  the  intact  animal. 


10030     EFFECT  OF  CHOLESTYRAMINE  PARTICLE  SIZE 
ON  IN  VITRO  BINDING  OF  CONJUGATED  BILE 
SALTS.   (E.)   Hagerman,  L,  M.  (Mead  Johnson  Res. 
Ctr.,  Evansville,  Ind.),  D.  A.  Cook  and  D.  L. 
Schneidep-:  Proa.    Soa.   Exp.    Biol.   Med.    139(1): 
248-253,  1972. 

Cholestyramine  (particle  sizes  of  10-30  y  or  50-75 
U  in  diameter)  was  incubated  with  1.2-9.3  mM  of 
the  sodium  salts  of  taurocholic  acid,  glycocholic 
acid,  taurodeoxychol ic  acid  or  glycodeoxychol ic 
acid  in  0.3  M^  phosphate  buffer  at  pH  6.0.   In 
the  larger  particle  size,  cholestyramine  showed 
a  binding  preference  for  taurine  conjugates  over 
glycine  conjugates  and  for  dihydroxy  over  tri- 
hydroxy  bile  salts.   When  the  particle  size  was 
decreased  to  10-30  y,  there  was  a  more  rapid 
saturation  of  the  resin's  binding  sites  with  the 
dihydroxy  bile  salt,  but  no  change  in  the  binding 
with  the  trihydroxy  salt.   When  partially  hydrolyzed 
soybean  oil  was  added  to  swine  bile  to  expand 
the  bile  salt  micelles  and  to  simulate  the  in- 
testinal milieu  during  fat  digestion,  reducing 
particle  size  again  did  not  improve  bile  salt 
binding.   Fatty  acids  hydrolyzed  from  soybean  oil 
did  increase  binding  of  bile  salt  to  all  resins 
(Including  Amberllte  XE-23'*  of  particle  sizes  of 
3-5  V   and  50-75  y) .   Studies  with  human  bile 
showed  that  all  k    resins  efficiently  bound  bile 
salts  and  reduction  in  particle  size  did  not 
appreciably  affect  binding.   Analysis  of  the 
glycine-taurine  ratio  of  the  conjugated  bile 
salts  remaining  unbound  in  the  supernatant  fluid 
indicated  a  preferential  binding  of  taurine  con- 
jugates, since  this  ratio  was  increased  from  1.9:1.0 
In  the  untreated  to  3.2:1.0  in  cholestyramine- 
treated  bile.   Under  these  In  vitro  conditions 
there  was  essentially  no  binding  of  human  biliary 
cholesterol  to  any  of  the  resins. 


10031     ROLE  OF  THE  LIVER  IN  THE  REGULATION  OF 

PLASMA  ANGIOTENSINOGEN  AND  RENIN  LEVELS, 
(E.)   Tateishi,  H.  (Cleveland  Clin.  Found.,  Ohio) 
and  G,  M.  C.  Masson.  Fvoa.    Soa.    Exp.    Biol.    Med. 
139(1):  30^1-309,  1972. 

The  Initial  group  of  Sprague-Dawley  rats  was  sub- 
jected to  total  hepatectomy  alone  or  total 
hepatectomy,  either  preceded  or  followed  by 
nephrectomy.   Survival  time  was  variable  (usually 
'♦-6  hr)  and  direct  cannulation  of  the  carotid 
artery  showed  that  the  operative  procedures  had 
little  effect.   Pre-operat i ve  partial  constriction 
of. the  portal  vein  had  no  significant  effect  on 
plasma  levels  of  anglotenslnogen.   Following 
hepatectomy  alone,  anglotenslnogen  fell  rapidly 
below  detectable  levels,  while  this  effect  was 
partially  prevented  by  nephrectomy.   Plasma  renin 


concentration  was  not  significantly  altered  by 
partial  constriction  of  the  portal  vein.   With 
hepatectomy  alone,  there  was  a  100-fold  increase 
In  renin  concentration  above  control  levels,  and 
the  extent  of  this  increase  was  not  related  to 
survival  time.   These  high  increases  were  pre- 
vented by  nephrectomy.   Sham  hepatectomy  or 
nephrectomy  had  little  effect  on  anglotenslnogen, 
and  levels  In  partially  hepatectomized  rats  were 
not  significantly  different  from  those  In  either 
of  these  2  groups  because  of  large  variations. 
In  partially  hepatectomized  rats,  nephrectomy 
increased  anglotenslnogen  levels.   There  was  also 
a  significant  Increase  in  plasma  renin  in  these 
partially  hepatectomized  rats.   In  rats  receiving 
s.c.  CCl/,  (either  one  daily  Injection  of  0.2  ml 
or  0.3  ml  during  2  days),  there  was  a  dose-depen- 
dent decrease  in  anglotenslnogen,  which  was 
significant  with  both  doses.   The  effects  of 
nephrectomy  were  not  altered  by  CCl/,,  while  this 
agent  had  little  effect  on  plasma  renin  concentra- 
tion. 


10032     HISTOCHEMICAL  EVIDENCE  OF  A  CHOLESTATIC 

PERIOD  IN  NEONATAL  RATS.   (E.) 
De  Wolf-Peeters,  C.  (St.  Rafael  Acad.  Hosp., 
Leuven,  Belgium),  R.  De  Vos  and  V.  Desmet. 
Pediatr.   Res.    5(12) : 70^-709,  1971. 

During  the  fetal  period  (studied  from  day  14) 
peculiar  plump  canalicular  structures  with  a 
positive  alkaline  phosphatase  reaction  became 
longer  and  more  numerous  with  a  maximal  development 
at  days  18  and  19  of  gestation.   Just  before 
birth  (day  20)  and  during  the  first  12  hr  after 
birth,  these  larger  structures  disappeared  and 
the  whole  liver  lobule  was  negative.   However, 
after  12  hr,  large,  irregular  canalicular  struc- 
tures with  no  general  portal-centrl lobular 
orientation  were  found  and  the  liver  lobule  was 
alkaline  phosphatase-positlve.  The  staining 
pattern  returned  gradually  to  normal  by  day  10. 
This  change  resembled  different  chole.static 
conditions  seen  in  adult  rat  tissue.   From  the 
sixth  hr  to  the  second  day  accumulations  of  con- 
jugated bilirubin  were  observed.   In  animals  born 
to  dams  subjected  to  bile  duct  ligation  2  days 
before  delivery,  a  similarly  abnormal  alkaline 
phosphatase  picture  was  seen  at  birth,  whereas 
no  bilirubin  was  visualized.   Apparently  there 
exists  a  cholestatic  phenomenon  In  early  neonatal 
life  presumably  caused  by  temporary  Immaturity 
of  the  liver  secretory  function.   The  neonatal 
sequence  of  changes  can  be  accelerated  by  enforcing 
a  secretory  load  upon  the  fetal  liver. 


10033     THE  EFFECT  OF  METHYL  METHANESULPHONATE 

ON  THE  LEVELS  OF  HEPATIC  GLYCOGEN  IN 
THE  RAT.   (E.)   Pilllnger,  D.  J.  (Christie  Hosp., 
Manchester,  England).  Life  Sai.    [ll]    10(24): 
1405-1414,  1971. 

The  level  of  rat  hepatic  glycogen  decreased 
rapidly  to  less  than  10^  control  level,  within 
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2k   hr  after  a  single  l.p.  injection  of  methyl 
methanesulfonate.   in  fasting  rats,  tine  onset  of 
glycogen  depletion  was  evident  witiiin  10  mm   _ 
after  i.p.  methyl  methanesulfonate  administration. 
By  3  hr  the  level  had  dropped  to  2S%   control  and 
by  18  hr,  hepatic  stores  of  glycogen  had  been 
dissipated.  When  feeding  was  recommended  after 
2k   hr,  in  comparison  with  the  rapid  return  to  pre- 
treatment  level  after  fasting  alone,  a  slow 
accumulation  of  polysaccharide  occurred.  The 
extent  of  glycogen  depletion  was  directly  related 
to  the  dose  of  all<yl  ester  injected.   Prior 
treatment  of  animals  with  methyl  methanesulfonate 
prevented  cortisone-induced  synthesis  ofglycogen 
and  further  synthesis  was  blocked  when  given 
following  steroid  induction.  The  effect  observed 
with  this  ali<yl  ester  resembles  the  inhibition 
of  protein  synthesis  achieved  by  puromycin  or 
ethionine  injection. 

1003A     CHOLERETICS  AND  BILIARY  EXCRETION  OF 
ANTIBIOTICS  IN  RATS.   (E.)   Coppi ,  G. 
(De  Angel i  Inst.,  Milan,  Italy),  L.  Monti  and  R. 
Genova.  Chemotherapy   16{6)  :3'»5-355,  1971. 

During  the  2  hr  after  administration  of  the 
choleretics  (various  routes)  to  rats,  the  most 
active  drug  is  dehydrochol i c  acid  followed  by  a, 
a-diethyl-1-naphthylacetic  acid,  and  a-methyl-a- 
(2-morpholinoethyl)  1-naphthylacetic  acid.  Both 
the  naphthylacetic  acid  drivatives  (DA808  and 
DA1627  resp.)  showed  longer-lasting  activity. 
Unlike  dehydrochol ic  acid,  DA808  and  DAl627_did 
not  decrease  the  concentrations  of  penicillins 
and  tetracycline  in  the  bile.   DA808  and  DA1627 
had  no  influence  on  demethyl chlortetracycl i ne  and 
rifamycin.  The  use  of  hydrocholeretic  agents 
(dehydrocholeretic  acid)  reduced  the  concentrations 
of  antibiotics  in  the  bile,  whereas  the  use  of 
true  choleretic  drugs  does  not  generally  alter 
the  level  of  chemotherapeutic  agents  in  the  bile. 


10035 


THE  ABILITY  OF  HUMAN  BILE  SALTS  AND 
LECITHINS  EXTRACTED  FROM  HUMAN  BILE  TO 

DISSOLVE  SUPERMOLECULAR  PARTICLES  OF  CHOLESTEROL. 

(Fr  )   Montet,  J.  C.  (INSERM  Res.  Unit  Dig.  Pathol., 

Marseilles,  France)  and  D.  G.  Dervichian.  B^oahem^e 

53(6-7)  :751-75'».  1971. 

The  maximal  _in  vitro  incorporation  of  purified 
cholesterol  into  a  mixture  of  conjugated  human 
bile  salts  and  lecithins  extracted  from  human  bile 
occurred  when  the  molar  ratio  of  bile  salts  to 
lecithin  was  of  the  order  of  7:3.   Similar  results 
were  obtained  when  conjugated  bovine  bile  salts 
were  substituted,  with  cholate  alone,  and  with 
lecithin  derived  from  egg  yolk,  appearing  to  con- 
firm that  such  incorporation  was  not  affected  by 
the  relative  amounts  of  palmitic,  stearic,  oleic 
and/or  linoleic  acids  present  in  the  lecithin,  as 
long  as  the  overall  percentage  of  unsaturated 
fatty  acid  chains  was  approximately  the  sane. 


10036     ELECTRON  MICROSCOPIC  STUDIES  OF  THE 

LIVEI^  IN  THE  PRESENCE  OF  EXPERIMENTALLY- 
INDUCED  CHOLESTASIS.   (Ger.)   Balasz,  M.  (Inst. 
Med.  Education,  Budapest).  Exp.    Pathol.    5i5/b): 
275-285,  1971. 

A  study  was  made  of  the  temporal  sequence  of 
electron  microscope  changes  in  rat  livers, 
following  ligation  and  section  of  the  common  bile 
duct   During  the  first  2  weeks,  pathologic 
changes  appeared  to  be  limited  to  the  intracellular 
secretory  apparatus,  including  the  biliary 
capillaries,  the  pericanalicular  regions  and  the 
Golgi  apparatus,  with  the  rest  of  the  substructure 
remaining  intact.  This  was  accompanied  by  a 
significant  increase  of  the  number  of  lysosomes, 
both  in  the  immediate  vicinity  of  the  biliary 
capillaries  and  throughout  the  cytoplasm  as  a 
whole.   During  weeks  3-6,  substructural  changes 
were  extended  to  other  parts  of  the  cell,  accom- 
panied by  extensive,  progressive  cell  damage 
throughout  the  liver  and  culminating  in  marked 
proliferation  of  new  ductules,  "capi 1 larizat ion 
of  the  sinusoids  (probably  due  to  anoxia),  and 
formation  of  an  abnormal,  superficial  cellular 
membrane  which  showed  both  secretory  and  resorptive 
activity. 

1 0037     ACCELERATED  B I L I ARY  THYROX I NE  SECRET  I  ON 

IN  RATS  TREATED  WITH  3-METHYLCHOLANTHRENE. 
(E.)   Newman,  W.  C.  (Tulane  U.  Med.  Sch.,  New 
Orleans,  La.),  R.  C.  Fernandez,  R.  «•  Slayden  and 
R.  C.  Moon.  Proa.   Soo.    Exp.    Bvol.   Med.    13ov'4J. 
899-900,  1971. 

Female  rats  received  a  single  dose  of  10  mg  of  3- 
methylcholanthrene  followed  in  Ik   hr  by  0  5  pCi 
of  131|_iabeled  L-thyroxine.   Controls  did  not 
receive  the  carcinogen.   Bile  was  then  collected 
every  hr  for  k   hr.  Average  total  biliary  excre- 
tion for  the  methyl cholanthrene-treated  rats  was 
twice  that  of  the  controls.  Average  volume  flow 
did  not  vary  significantly  for  the  treated  and 
the  controls.   In  the  carcinogen-treated  rats, 
the  biliary  clearance  of  radioactive  thyroxine, 
was  more  than  3  times  that  of  the  controls 
The  major  fraction  of  biliary  l^M,  ,n  both 
groups,  was  T,,-glucuronide.  The  accelerated 
biliary  secretion  in  the  carcinogen-treated  rats 
suggests  that  the  presence  of  a  greater  quantity 
ofTii-glucuronide  enhanced  the  mechanism.  The 
bile  flow  rate  increase  in  treated  rats  could 
not  account  for  the  difference  in  biliary  iodine- 
secretion.   It  is  postulated  that  the  carcinogen 
stimulated  biliary  secretion  of  T/^-glucuronide 
by  increasing  liver  glucuronyl  transferase.  A 
generalized  enzyme  system  response  to  methyl- 
cholanthrene,  involving  drug  metabolism  as  well 
as  hormone  metabolism,  may  exist. 


inn^R     THE  ACUTE  EFFECT  OF  ALCOHOL  ON  HEPATIC 

^°°^    Coenzyme  A  AND  acetyl  coA  concentrations, 
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(E.)   Breen,  K,  J.  (VanderbMt  U.  Sch.  Med., 
Nashville,  Tenn.),  J.  Shaw,  J.  D.  Levinson  and  S. 
Schenker.  Proa.    Soa.    Exp.    Biol.    Med.    138(4): 
1096-1100,  1971. 

Rats  and  mice  were  given  alcohol  loads  by  various 
routes  and  then  at  selected  time  intervals,  hepatic 
Coenzyme  A  (CoA)  and  acetyl -Coenzyme  A  concentra- 
tions were  determined  and  correlated  with  blood 
alcohol  levels.   The  results  indicate  that  acutely 
administered  ethanol  did  not  alter  hepatic  pyruvate 
decarboxylase  activity  or  hepatic  CoA  content  and 
resulted  in  a  normal  or  somewhat  increased  acetyl 
CoA  concentration  in  the  liver.  The  acute  depressive 
effect  of  alcohol  on  the  hepatic  citric  acid  cycle 
seems  to  be  mediated  by  an  as  yet  imprecisely 
elucidated  site.   Acetaldehyde,  directly  given 
and  compared  with  disulfiram  controls,  failed  to 
influence  the  hepatic  CoA  concentration.  The 
measurement  of  acute  effects  of  alcohol  ruled  out 
the  effects  of  varying  concentrations  of  CoA  and 
acetyl  CoA  on  the  citric  acid  cycle.   Care  was 
taken  to  administer  a  total  volume  dose  of  1  ml 
to  rats  and  Q.k   ml  to  mice. 


10039     SYNERGISTIC  EFFECT  OF  CORTISOL  AND 

GR0\7TH  HORMONE  ON  HEPATIC  ORNITHINE 
DECARBOXYLASE  ACTIVITY.   (E.)   Richman,  R.  A. 
(U.  North  Carolina  Sch.  Med.,  Chapel  Hill),  L.  E. 
Underwood,  J.  J.  Van  Wyk  and  S.  J.  Voina.  Proa. 
Soa.   Exp.    Biol.   Med.    138('*)  :880-88'4 ,  1971. 

The  conversion  of  ornithine  to  putrescine  is 
catalyzed  by  ornithine  decarboxylase  and  is 
thought  to  be  the  rate-limiting  step  in  the 
synthesis  of  polyamines.   This  report  describes 
studies  in  which  ornithine  decarboxylase  activity 
was  measured  in  livers  of  intact,  hypophysectomized , 
and  adrenalectomized  rats  and  characterizes  the 
hormonal  control  of  hepatic  ornithine  decarboxylase 
activity  in  the  rat.   Results  indicate  that  hepatic 
activity  is  strikingly  stimulated  by  hydrocortisone 
in  both  hypophysectomized  and  adrenalectomized 
rats.   Growth  hormone  caused  a  significant  increase 
after  3  hr,  then  activity  plateaued  and  fell  to 
basal  levels  by  10  hr.   Hypophysectomy  lowered 
basal  levels  but  adrenalectomy  did  not.   Simultaneous 
administration  of  growth  hormone  and  hydrocortisone 
increased  the  activity  more  than  the  sum  of  the 
increase  of  the  separate  hormone.   In  the  hypo- 
physectomized animal,  pharmacologic  doses  of 
testosterone,  epinephrine,  insulin,  L-thyroxine, 
estradiol,  and  glucagon  produced  only  minor 
effects  on  enzymatic  activity. 


\QQkQ  rslNDING  OF  BROMOSULPHTHALE  I N  SODIUM  BY 

HUMAN  SERUM  ALBUMIN  USING  A  CONTINUOUS 
DIAFILTRATION  TECHNIQUE.   (E.)   Crawford,  J.  S. 
(Bi rmingham  Matern.  Hosp.,  England),  R.  L.  Jones, 
J.  M.  Thompson  and  W.  D.  E.  Wells.  Br.    J. 
Pharmaaol.    '♦'4(1 ): 80-88,  1972. 

Detailed  binding  isotherms  of  equilibrium  solution 
concentration  of  bromsulphthalein  (BSP)  versus 


the  number  of  molecules  of  BSP  bound  per  molecule 
of  human  serum  albumin  have  been  obtained  using 
an  ul traf i 1 tration-cum-di alys is  technique.   Pure 
human  serum  albumin  solutions  with  albumin  con- 
centration of  1.59  g^,  2.31  g^  and  3.39  g%   and  3 
dilutions  of  pooled  human  serum  with  albumin 
concentration  of  I.A5  g^,  2.29  g%   and  2.85g%  in 
310  ideal  milliosmolar  phosphate  buffer  at  pH 
7.4  and  at  22°  C  were  used.  The  binding  capacity 
of  pure  human  serum  albumin  at  total  bound  and 
free  BSP  concentration  below  2.3  mM  is  greater 
than  that  of  the  pooled  serum  at  an  equivalent 
albumin  concentration.   It  is  postulated  that 
binding  sites  may  be  bound  by  more  strongly  binding 
ligands.  At  total  BSP  concentrations  greater 
than  2,3  mM ,  the  binding  capacity  of  pure  albumin 
is  less  than  that  of  pooled  serum  at  an  equivalent 
albumin  concentration.  This  may  be  due  to  the 
presence  of  other  non-ul traf i 1 terable  serum 
materials  capable  of  binding  BSP.   Qualitative 
analysis  of  the  isotherms  indicates  that  there 
is  competition  between  the  polymerization  of  the 
albumin  to  dimers  and  high  oligomers  and  the 
binding  of  BSP  by  albumin.   The  binding  behavior 
of  BSP  in  serum  resembles  that  of  albumin  because 
molar  binding  capacity  is  some  function  of  dilution 
but  varies  due  to  the  presence  of  other  sub- 
stances and  competition. 


10041     PROBLEMS  OF  LIVER  TRANSPLANTATION  IN 

SWINE.   (Ger.)   Hell,  E.  (Ludwig 
Boltzmann  Inst.  Exp.  Surg.,  Salzburg,  Austria), 
0.  Boeckl  and  G.  Zimmermann.   Z.  Exp.    Chir. 
4(5):295-299,  1971. 


Following  liver  transplantation  in 
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10042 


ULTRASTRUCTURAL  MORPHOMETRIC  STUDIES 


OF  THE  PARENCHYMAL  CELLS  OF  RAT  LIVERS 
FOLLOWING  ACUTE  INTOXICATION  BY  ALCOHOL.   (Ger.) 
Rohr,  H.  P.  (U.  Basel  Pathol.  Inst.,  Switzerland), 
H.  J.  Michel  and  L.  Bianchi.  Pathol.    Eur.    6(3): 
322-341,  1971. 

Morphometric  studies  made  at  intervals  up  to  12 
hr  after  a  single  dose  of  kO%   alcohol  solution 
(6  g/kg,  intragastrical ly)  showed  a  significant, 
progressive  increase  of  the  mean  volume  density 
of  the  mitochondria  of  rat  liver  parenchymal 
cells,  the  mean  surface  area  of  the  external 
mitochondrial  membrane,  and  the  mean  surface 
area  of  the  cristae,  with  no  increase  of  the 
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density  of  the  mitochondrial  matrix  or  the  mean 
surface  area  of  the  crlstae  per  unit  of  mito- 
chondrial volume.   The  mean  total  number  of 
mitochondria  per  hepatocyte  was  also  increased 
significantly,  confirming  an  adaptive  proliferative 
process,  rather  than  simple  mitochondrial  swelling. 
This  conclusion  was  further  supported  by  a 
highly  significant  increase  of  the  surface  density 
of  smooth  endoplasmic  reticulum,  reflecting  in- 
creased microsomal  enzymatic  activity.  A  7-fold 
increase  of  the  mean  volume  density  of  fat  vacuoles 
by  the  twelfth  hour  after  medication  indicated 
the  degree  to  which  alcohol  interferes  with  the 
ability  of  liver  cells  to  metabolize  fats. 


Compared  with  controls,  alcohol -fed  rats  showed 
an  increase  in  weight  of  the  liver,  hepatic 
triglyceride  levels,  in  2-hour  bile  volumes  and 
in  bile  secretion  before  and  after  infusion  of 
taurocholate.   The  similarity  of  the  clearance 
of  erythritol  and  the  rate  of  bile  formation  con- 
firmed that  bile  was  formed  at  the  canaliculus 
in  ethanol  as  in  normal  rats.   Rats  fed  ethano 
showed  no  changes  in  the  bile  phosphol i pi d: chol- 
esterol ratio  or  in  the  relative  proportions  of 
biliary  cholesterol,  lecithin,  or  bile  salts. 
All  alcoho1-fed  rats  showed  microscopic  evidence 
of  fatty  infiltration  of  the  liver. 


100A3     INCREASE  OF  SOME  RAT  LIVER  MICROSOMAL 
ENZYMES  AS  A  CONSEQUENCE  OF  PROLONGED 
ALCOHOL  INTAKE:   COMPARISON  WITH  THE  EFFECT  OF 
PHENOBARBITONE.   (E.)   Id^o,  G.  (U.  ^''^n  Inst. 
Med.  Pathol.,  Italy).  R.  de  Franchis,  E  Del  Nlnno, 
C  Cocuccl  and  N.  Dioguardi.  Enzyme   \2(^}: 
i»73-'»80.  1971. 

The  effect  of  ethanol  (3  g/kg/day)  and  phenobarbi tone 
(60  mg/kg/day)  on  k   hepatic  microsomal  enzymes. 
1  e.  aryl  hydroxylase,  nitrate  reductase.  UDP- 
ilucosomyl transferase,  and  the  microsomal  ethanol- 
oxidizing  system  was  studied  in  male  Wistar  rats. 
Aryl  hydroxylase  and  UDP-glucosomyl transferase 
were  markedly  increased  in  whole  homogenates  and 
in  washed  microsomes  from  rats  given  either 
ethanol  or  phenobarbi tone.  Nitrate  reductase  was 
also  increased,  but  the  increases  were  more 
significant  in  washed  microsomes  than  in  who  e 
homogenates.  The  oxidizing  system  was  S^eatly 
Increased  in  rats  given  ethanol  while  't  was  un 
changed  in  those  given  phenobarbi tone. _  Thus  the 
only  significant  difference  in  enzyme  induction 
by  ethanol  and  phenobarbi tone  was  in  the  microsomal 
ethanol-oxidizing  system. 

100i»i.     EFFECT  OF  CHRONIC  ETHANOL  FEEDING  ON 

BILE  FORMATION  AND  SECRETION  OF  LIPIDS 
IN  THE  RAT.   (E.)   Boyer,  J.  L.  (Yale  U.  Sch.  Med., 
New  Haven,' Conn.).  Gaetroenterology   62(2)  :29'»-301 , 
1972. 

Male  Sprague-Dawley  rats  were  P^j.^-^^'^/^ff' ^ 
liquid  formula  diet  containing  18^  of  total 
calories  as  protein  and  35%   as  fat  for  i*  weeks 
One  rat  from  each  pair  received  a  diet  containing 
36^  of  calories  as  ethanol,  starting  with  a  J-g 
ethanol/100  ml  diet  on  days  1  and  2,  then  a J^-g/lOO 
ml  diet  on  days  3  and  /».  and  continuing  wi  th  a  5 
g/lOO  ml  diet  from  day  5  on.   Dextri -Maltose  was 
isocalorically  substituted  for  ethanol  and  pair- 
fed  to  controls  twice  a  day.  At  the  tl^me  of 
study,  the  bile  duct  was  cannulated  and  bi  aterai 
nephrectomies  were  performed  to  "^^'"^^.n  fluid 
balance  and  avoid  loss  of  isotopes.   Estimates  of 
canalicular  flow  were  obtained  after  '"Jection  of 
l'*C-erythritol  into  the  inferior  vena  cava.  After 
cannulation.  bile  was  collected  before  and  after 
Infusion  of  sodium  taurocholate  [kO   ymoles/hrj. 


i00l»5     THE  EFFECTS  OF  PREGNANCY  ON  BILIARY   _ 

LIPIDS  IN  RHESUS  MONKEYS.   (E.)   Martin, 
D  E.  (Georgia  State  U.  Sch.  Allied  Health  Sci . , 
Atlanta),  R.  C.  Wolf  and  R.  K.  Meyer.  Proa.    Soc. 
Exp.    Biol.   Med.    139(1) :115-117,  1972. 

Peripheral  blood  and  gallbladder  bile  (at  laparotomy) 
were  obtained  from  rhesus  monkeys  before  pregnancy, 
during  weeks  5.  9.  13,  17  and  21  of  gestation 
and  1  month  postpartum.   In  control  samples 
biliary  cholesterol  levels  were  more  than  twice 
as  high  as  plasma  levels,  while  P^o^phol . p.ds  and 
total  lipids  were  concentrated  more  than  U-told. 
Compared  with  nonpregnant  monkeys,  plasma 
cholesterol  levels  were  significantly  decreased 

at  weeks  9.  13  and  17  of  P'-«9?3"?y.>  ^^^'^  ^  ll^J 
cholesterol  levels  were  not  s-gmf.cant  y  al  ered 
at  any  of  these  times.   At  weeks  9  ^"J.  3.  P  asma 
phospholipid  levels  were  decreased,  while  biliary 
phospholipid  levels  were  not  changed.   At  weeks 
9  13  and  17,  plasma  total  lipids  were  also  de 
creased,  while  biliary  lipid  levels  again  re- 
mained Unchanged.   The  data  show  that   during 
pregnancy  in  these  rhesus  monkeys,  there  is  no 
increase  in  biliary  lipid  concentrations,  and  it 
suggested  that  the  decreased  plasma  'eyels  of 
these  moieties  may  be  secondary  to  an  ^creased 
bile  volume  due  to  increased  production  and  flow 
with  no  change  in  biliary  lipid  concentration. 

100i»6     MEDIATOR  OF  HEPATIC  AMINO  ACID  FLUX  IN 

INFECTED  RATS.   (E.)   Wannemacher,  _ 
R  W   Jr.  (US  Army  Med.  Res.  Inst.  Infect.  Dis., 
^'  J   I    iAA    \      n   q   Pekarek  and  W.  R.  Beisel. 
Frederick,  Md.),  R.  b.  ^®,  ^,,„,,V  ,,o  ,,,   1072 
TTOC.   Soc.   Exp.    Biol.   Med.    139(0:128-132,  1972. 

Fisher  Dunning  rats  were  inoculated  with  either 
live  niplnrnccus  pneumoniae,  type   ,  strain  as, 
hlat-TTililTTrihlu^nneriOO  ^9  1  Ipopolysacchari 
from  E.  coli-0127:B8;  or  !oO  ug  of  crystal  1 ine 
homopolySiiTTc  duplex  of  polyinosinic  f*,^"^.  .  ,. 
polycytidylic  acid  or  polyadeny  icand  po  yuridyl ic 
acid   Only  the  live  bacteria  significantly 
increased  the  liver  cycloleucine  content  over 
;aline  controls  at  6  and  9  hr  after  '"o^^  ^J'°"- 
At  3  6  and  9  hr.  all  except  the  heat-killed 
bacteria  reduced'serum  zinc  levels  be'ow  controls 
and  this  effect  was  maximal  between  6  and  9  hr. 
Body  temperature  was  elevated  in  rats  '?J«^^^°   , 
with  live  bacteria  or  either  polymer,  with  maximal 
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effect  between  6  and  9  hr.   Sterile  serum  from 
rats  inoculated  with  live  bacteria  2  hr  before 
sacrifice  produced  a  significant  increase  in 
hepatic  cycloleucine  and  a  marked  decrease  in 
serum  zinc  when  injected  i.p.  in  recipient  rats 
who  were  studied  3  and  6  hr  later;  the  cycloleucine 
effect  was  maximal  at  3  hr,  the  zinc  effect  at  6 
hr.  An  i.p.  Injection  of  crude  endogenous  mediator 
(released  Into  saline  by  rat  peritoneal  WBC  and 
containing  280  yg/ml  of  protein)  caused  an  in- 
crease In  hepatic  cycloleucine  compared  with 
saline  controls;  this  increase  appeared  within  1 
hr,  Increased  logarithmically  over  the  next  2  hr, 
and  was  still  elevated  at  6  hr.  At  3  hr,  the 
accumulation  of  hepatic  cycloleucine  was  proportional 
to  the  logarithm  of  a  dose  of  WBC  mediator  within 
the  range  of  30-100  yg  of  protein;  no  further 
increase  was  seen  with  a  dose  of  100-300  yg  of 
mediator  protein.   No  alteration  of  hepatic  cyclo- 
leucine was  seen  with  heat-treated  mediator  or 
control  WBC  homogenate. 


10047     HEPATIC  HOMEOSTASIS  OF  PLASMA  L-ASPARAGINE. 

(E.)  Woods,  J.  S.  (Yale  U.  Sch.  Med., 
New  Haven,  Conn.)  and  R.  E.  Handschumacher.  Am. 
J.   Physiol.    221  (6): 1785-1790,  1971. 

In  in  vivo  experiments,  pentobarbltal-anesthetized 
Sprague-Dawley  rats  were  infused  l.v.  with  0.15  M 
solutions  of  L-asparagine  or  L-aspartic  acid  by 
femoral  vein  cannulas  and  carotid  arterial  samples 
were  withdrawn  at  15"  or  30-min  intervals.  The 
initial  plasma  L-asparaglne  level  of  about  kO   uM 
increased  to  500  yM  after  30  min  of  infusion  at 
5  ymoles/min;  the  maximum  plateau  was  600  yM  at 
this  infusion  rate  and  700  _yM_  at  l**  ymoles/min. 
After  termination  of  the  2-hr  infusion,  levels 
dropped  to  near  normal  within  15  min.   Plasma 
L-aspartic  acid  was  unchanged  during  infusion  of 
L-asparaglne.  With  infusion  of  L-aspartic  acid, 
levels  reached  2'»0  jjM  at  30  min,  and  310  yM  at 
120  min  and  were  near  normal  within  15  min  of 
termination  of  infusion;  levels  of  L-asparagine 
remained  essentially  unchanged.   Pretreatment  of 
rats  i.p.  with  decaborane  (20  mg/kg)  or  with 
fluoroacetate  {kO   mg/kg)  caused  an  accumulation 
of  L-aspartic  acid  during  infusJon  with  L- 
asparagine.   During  infusion  with  L-asparagine  at 
5  ymole/min,  biliary  L-asparagine  rose  from  a 
control  of  52  ]jM  to  82  jjM.  during  the  60-  to  90-min 
interval,  while  plasma  levels  Increased  from  25 
to  ^50  jjj^.  When  isolated  rat  livers  were  per- 
fused with  blood  containing  50,  100  or  200  yM 
L-asparaglne,  efferent  blood  levels  were  reduced 
to  20  iiM_ within  2-3  hr,  while  livers  perfused 
with  blood  containing  no  L-asparagine  added  L- 
asparaglne  to  the  efferent  blood  to  reach  a 
steady  concentration  of  20  aji. 


100A8     EFFECT  OF  LASIOCARPINE  ON  AFLATOXIN  Bi 

CARCINOGENICITY  IN  RAT  LIVER.   (E.) 
Reddy,  J.  K.  (U.  Kansas  Med.  Ctr.,  Kansas  City) 
and  D.  Svoboda.  Arah.   Pathol.    93(0:55-60,  1972. 


Male  inbred  Fisher-34't  strain  rats  received  either 
aflatoxin  Bj  alone  (at  a  concentration  of  2  parts/ 
1,000,000  in  the  diet)  or  lasiocarplne  alone  (by 
i.p.  Injection  in  a  dose  of  7.8  mg/kg  twice  weekly 
for  k   weeks  and  then  weekly  for  52  weeks)  or 
both  aflatoxin  B]  (as  above  in  the  daily  diet) 
and  lasiocarplne  (7.8  mg/kg  twice  weekly  for  2 
weeks  before  beginning  the  aflatoxin  diet  and 
then  twice  weekly  for  2  more  weeks  followed  by 
weekly  Injections  for  18  weeks).   In  rats  receiving 
aflatoxin  Bi  alone  the  changes  were  as  reported 
previously  and  by  I'*  weeks,  8S%   of  20  rats  had 
developed  2  or  more  hepatic  tumors  greater  than 
0.5  cm  in  diameter.   Histologically  the  tumors 
were  well-  to  moderately-differentiated  hepato- 
cellular carcinomas  showing  trabecular  and 
adenomatous  patterns  in  areas.   In  rats  receiving 
both  agents,  early  changes  were  more  pronounced 
than  with  either  alone.   By  week  6  there  was 
focal  liver  cell  necrosis,  proliferation  of  oval 
cells  and  bile  ducts  and  increased  portal  fibrosis, 
while  by  week  10  there  were  changes  of  postnecrotic 
cirrhosis  and  regenerative  nodules  of  variable 
size  surrounded  by  parenchyma  consisting  of 
megalocytes  and  oval  cells.  The  nodules  with 
large,  hyperplastic  cells  were  thought  to  develop 
into  hepatocellular  carcinomas  seen  in  16  of  19 
rats  at  18  weeks.  These  tumors  were  associated 
with  wel 1 -developed  postnecrotic  cirrhosis  or 
advanced  portal  scarring,  both  absent  in  the 
af latoxin-only  rats.   The  changes  in  las locarpine- 
only  rats  were  as  described  with  a  mild  degree 
of  portal  fibrosis  and  oval  cell  proliferation. 
No  evidence  of  carcinogenesis  was  seen  after  1 
yr. 


100A9     STUDY  OF  MECHANISM  OF  AUTOREGULATORY 

SYSTEM  OF  CORTICOSTEROID  METABOLISM  IN 
LIVER.   (E.)   Uete,  T.  (Kltano  Hosp.  Tazuke  Kofukai 
Med.  Res.  Inst.,  Osaka  City,  Japan)  and  H. 
Tsuchlkura.  Metabolism  2]  (]) -.77-85 ,    1972. 

Levels  of  nonprotein-  and  protein-bound  cortico- 
steroids were  measured  In  human  serum  and  In  vitro 
In  rat  liver  slices  and  In  the  surrounding  Incuba- 
tion medium.   In  both  In  vivo  and  In  vitro  studies 
there  was  a  direct  relationship  between  Increases 
in  blood  levels  of  both  fractions  of  corticosteroids 
and  Increased  hepatic  metabolism  of  corticosteroids. 
High  blood  levels  of  nonprote In-bound  cortico- 
steroids were  accompanied  by  an  Increased  rate 
of  hepatic  metabolism  of  corticosteroids  In  con- 
trast with  low  serum  levels.   Hepatic  metabolism 
of  the  nonprote in-bound  fraction  of  the  cortico- 
steroids was  more  rapid  than  that  of  the  protein- 
bound  fraction.  Under  physiologic  conditions 
when  the  capacity  of  serum  proteins  to  bind 
steroids  was  not  saturated,  there  was  a  propor- 
tionally greater  amount  of  protein  binding  of 
steroids  and  a  proportionally  lesser  amount 
available  for  hepatic  metabolism  than  at  higher 
serum  levels. 


10050 


EFFECT  OF  CHOLESTYRAMINE  ON  COMPOSITION 
OF  DUODENAL  BILE  IN  OBESE  HUMAN  SUBJECTS. 
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(E  )  Wood,  P.  D.  (Stanford  U.  Sch.  Med.,  Calif.), 
R  'shioda,  D.  L.  Estrlch  and  S.  D.  Splitter. 
Metaboliem   21 (2) : 107-1 16,  1972. 

Subjects  consisted  of  *♦  obese  patients  (3  female) 
with  normal  serum  lipid  levels  who  were  hospitalized 
in  a  metabolic  ward  for  58-1'*'*  days  in  a  weight- 
losing  program  during  which  time  they  received  a 
1200  calorie/day  constant  liquid  formula  diet. 
One  had  mild  diabetes  well  controlled  withoral 
agents  and  all  had  normal  biliary  tracts  with 
the  exception  of  one  with  a  nonvisual izing  gal  I- 
bladder.  After  a  few  days  on  the  diet  each  re- 
ceived  a  slow  i.v.  infusion  tracer  dose  of  purified 
I4-  I'^C-cholesterol.   Each  then  underwent  1  or 
more  I»-week  periods  of  treatment  with  ^4  g/day  p.o. 
cholestyramine  alternating  with  periods  of  no_ 
treatment  or  with  placebo.  At  intervals  fasting 
duodena!  bile  samples  were  obtained  by _ 1 ntubation 
and  r.v.  cholecystokinin.  The  proportion  of 
primary  (hepatic  synthesized)  cholic  acid  increased 
from  38.0%  to  67.3%  and  that  of  P'-'"^a'-y^f ^0°  !u 
oxycholic  acid  decreased  from  37. ^^^  to  2(>   ]%;   the 
secondary  (bacterially  modified)  deoxycholic  acid 
decreased  from  25.0%  to  6.6%.  These  changes  are 
attributed  mainly  to  the  cholestyrami ne- induced 
increase  in  rate  of  hepatic  bile  acid  synthesis. _ 
There  was  also  a  significant  increase  in  the  ratio 
of  glycine-conjugated/taurine-conjugated  bi  e 
acids  from  2.7%  to  7.3%,  such  that  glycocholic 
acid  became  the  predominant  conjugated  bile  acid. 
During  the  treatment,  plasma  lipid  levels  fell 
8-37%,  which  was  reversed  upon  withdrawal  ot  tne 
drug. 


10051 


PRECURSORS  OF  PLASMA  TRIGLYCERIDE  FATTY 
ACID  IN  HUMANS.   EFFECTS  OF  GLUCOSE 
CONSUMPTION,  CLOFIBRATE  ADMINISTRATION,  AND 
ALCOHOLIC  FATTY  LIVER.   (E.)   Barter,  P.  J. 
(Australian  Natl.  U.  John  Curtin  Sch.  Med.  Res., 
Canberra),  P.  J.  Nestel  and  K.  F.  Carroll. 
Metaboliam  2](Z):\\7-Mk,   1972. 

Subjects  Initially  received  a  long  constant  rate 
infusion  with  l-^C-  and  ^H-labeled  palmitic  acid 
to  ensure  that  the  plasma  triglyceride  fatty  acid 
in  very  low  density  lipoproteins  had  an  opportunity 
to  fully  equilibrate  with  all  the  precursors.   _ 
With  attainment  of  this  constant  level,  the  ratio 
of  the  specific  activity  in  very  low  density^ 
lipoprotein  triglyceride  fatty  acid  to  that  in 
plasma  free  fatty  acid  served  as  a  measure  of  the 
contribution  of  plasma  free  fatty  acid  to  tri- 
glyceride fatty  acid.  This  ratio  was  0.8  :  1.0 
in  1  healthy  volunteer  and  in  2  patients  with  _ 
Type  IV  hyperlipidemia,  and  was  less  than  0.5  m 
5  alcoholics  with  fatty  infiltration  of  the  liver. 
In  3  males  treated  for  about  3  yr  with  2  g/day  of 
clofibrate  for  mixed  hyperlipidemia  and  coronary 
artery  disease,  the  ratio  was  less  than  0  4;  » 
weeks  after  cessation  of  therapy  with  clofibrate 
the  ratio  was  0.8.   In  3  normals  undergoing  a 
sustained  period  of  glucose  consumption  the  ratio 
was  0  3  to  0.6.   Simultaneous  infusion  of   t-u- 
glucose  in  2  normals  showed  that,  in  the  absence 


of  l'*C  In  the  free  fatty  acids,  0.8  of  this  label 
appearing  In  plasma  triglyceride  was  in  trigly- 
ceride free  fatty  add.  This  Incorporation  of 
I'+C  from  glucose  into  triglyceride  fatty  acid 
persisted  for  12  hr  after  the  last  meal  in  these 
carbohydrate-loaded  subjects,  while  in  normals 
not  subjected  to  carbohydrate  loading,  the  label 
from  the  glucose  appeared  only  in  the  glycerol 
moiety  of  plasma  triglyceride.   It  is  concluded 
that  in  normals  on  normal  diets  the  neosynthesized 
postabsorptive  triglyceride  fatty  acid  is  derived 
primarily  from  plasma  free  fatty  acid,  while 
hepatic  llpogenesis  occurs  to  a  significant  extent 
during  glucose  consumption.   In  alcoholics  and 
patients  on  clofibrate  therapy,  stored  hepatic 
fatty  acids  provide  a  significant  source  of  plasma 
triglyceride  fatty  acid. 

10052     HEPATIC  ULTRASTRUCTURAL  EFFECTS  OF 

CHOLIC  ACID  OVERLOAD.   (E.)  Witzleben, 
C  L   (St.  Louis  U.  Dept.  Pathol.,  Mo.).  Exp. 
Mol.' Pathol.    l6(l):A7-53,  1972. 

Cholic  acid  was  Infused  i-v.  into  male  rats  at  a 
rate  of  1/3  ml/min.  (total  10  ml.  of  solution) 
and  hepatic  ul trastructural  changes  were  studied. 
Bile  flow  rate  increased  50-100%  after  cholic 
acid  infusion.  Light  microscopic  changes  were 
minimal  with  some  tendency  for  a  loss  of  the 
normal  hepatocyte  basophilia  and  in  some  animals 
scattered  hepatocytes  were  seen  with  shrunken 
dark  nuclei  and  increased  cytoplasmic  eosi nophi 1 la. 
The  most  constant  and  striking  changes  involved 
the  mitochondria,  which  showed  rounding  and  a 
decrease  in  the  number  of  cristae.  Mitochondria 
were  readily  found  which  were  completely  trans- 
versed  by  a  double  membrane,  the  elements  of 
which  were  continuous  with  the  inner  limiting 
membrane  of  the  organelle.  The  endoplasmic 
reticulum  showed  a  striking  approximation  ot 
envelopes  to  mitochondria,  and  I n  some  cases 
individual  mitochondria  were  completely  circled 
by  endoplasmic  reticulum.   In  addition,  many 
hepatocytes  contained  large  numbers  of  liposomes. 
Thus  cholic  acid  overload  causes  significant 
structural  changes  In  rat  hepatocytes. 

10053     ULTRASTRUCTURAL  AND  BIOCHEMICAL  ALTERA- 

TIONS  OF  RAT  HEPATOCYTES  PRODUCED  BY 
CHRONIC  PROTEIN  DEFICIENCY  AND  RE-AL I  MENTATION. 
(E.)   Dempo,  K.  (Sapporo  Med.  CoH .  Japan) 
Sapporo  Igaku  Zasshz   (Sapporo  Med.   J.)    3»U  "*;  • 
61-82,  1970. 

The  effects  of  chronic  protein  deficiency  and  re- 
alimentation  on  the  ultrastructure  and  biochemistry 
of  hepatocyte  organelles  were  studied  in  male 
wJsta?  rati.  With  both  light  and  electron  m  cro- 
scopy  there  were  little  differences  in  the  struc 
ture  of  hepatocytes  of  animals  on  prote.n-free 
and  protein-deficient  {kX)    diets.   P-"' "^'P^^^^  .  ^ 
alterations  of  the  hepatocytes  were  ^^^\fj''°^'''> 
with  a  decrease  in  the  number  of  organelles,  an 
irregular  outline  of  the  cytoplasmic  membrane  and 
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a  marked  decrease  in  distance  between  the  neighboring 
cell  nuclei.  Most  of  the  hepatocytes  contained  a 
large  amount  of  glycogen  and  lipid  in  the  cyto- 
plasm which  was  mobilized  and  reduced  after  re- 
alimentation.   There  was  also  poor  development 
of  the  lamellar  arrangement  of  rough  endoplasmic 
reticulum  and  smooth  endoplasmic  reticulum  and  a 
decrease  in  the  number  of  mitochondria  and  poly- 
somes; as  well  as  nuclear  inclusions  and  nucleolar 
enlargement.   The  Golgi  apparatus,  however,  fre- 
quently showed  considerable  hypertrophy  occupying 
the  pericanalicular  regions  with  vacuolation  of 
cisternae  containing  some  electron-dense  amorphous 
substances.   Numerous  lysosomes  with  various 
shapes  were  frequently  observed  in  the  vicinity 
of  the  Golgi  apparatus.  The  intracytoplasmi c  mem- 
branes showed  a  marked  fragility  as  indicated  by 
the  appearance  of  partial  defect  of  the  outer 
mitochondrial  membrane,  mi tochondriolysis ,  and  an 
increased  availability  of  lysosomal  enzyme  (acid 
phosphatase)  in  biochemical  assay.  The  amount  of 
DNA  increased  remarkably  by  the  feeding  of  a 
protein-free  diet,  and  recovered  rapidly  toward 
normal  after  re-alimentation.  After  re-alimenta- 
tion, the  cytoplasmic  organelles  showed  recovery 
and  the  nuclear  inclusions  were  no  longer  present. 


loos'*     EFFECT  OF  ETHIONINE  ON  HEPATIC  POLY- 
RIBOSOMES AND  PROTEIN  SYNTHESIS. 
STUDIES  DEALING  WITH  THE  ACUTE  ADMINISTRATION  OF 
ETHIONINE  TO  FASTED  OR  FED  MICE  OR  TO  RATS  FED  A 
DIET  CONTAINING  ETHIONINE.   (E.)   Sidransky,  H. 
(U.  Pittsburgh  Sch.  Med.,  Pa.),  D.  S.  R.  Sarma 
and  E.  Verney.  Exp.   Mol.   Pathol.    15(3) :320-335, 
1971. 

Ethionine  administered  i.p.  to  overnight  fasted 
female  mice  led  to  polyribosomal  disaggregation, 
decreased  in  vitro  protein  synthesis  and  a  marked 
decrease  oF~ATP  of  the  livers.   In  nonfasted 
animals  ethionine  caused  greater  polyribosomal 
aggregation,  increased  in  vitro  protein  synthesis 
and  a  moderate  decrease  in  hepatic  ATP  content. 
While  the  female  rats  fed  the  basal  diet  and  then 
treated  with  ethionine  showed  marked  inhibition 
of  hepatic  protein  synthesis  in  vitro,  decreased 
ATP  content  and  marked  hepatic  polyribosomal 
disaggregation,  the  rats  fed  the  ethionine  diet 
and  then  treated  with  ethionine  showed  neither 
protein  synthesis  inhibition  nor  polyribosomal 
disaggregation.  The  adaptive  response  of  the  rat 
livers  was  reversible,  since  rats  fed  the  ethinione 
diet  for  21-31  weeks  and  then  switched  to  the 
basal  diet  for  5-12  weeks  responded  to  an  acute 
administration  of  ethionine  with  inhibited  hepatic 
protein  synthesis  and  disaggregation  of  poly- 
ribosomes. The  adaptive  response  by  liver  cells 
to  toxic  agents  may  occur  in  a  variety  of  ways 
through  factors  which  influence  directly  or  in- 
directly the  transcriptional  or  translational 
control  of  polyribosomes. 


10055     COMPARISON  OF  ETHYLENE  D I  BROMIDE  AND 
CARBON  TETRACHLORIDE  TOXICITY  IN  RATS 


AND  CHICKS:   BLOOD  AND  LIVER  LEVELS;  LIPID 
PEROXIDATION.   (E.)   Nachtomi ,  E.  (Volcani  Inst, 
Agric.  Res.,  Rehovot,  Israel)  and  E.  Alumot. 
Exp.    Mol.    Pathol.    l6(l):71-78,  1972. 

The  pool  size  was  the  same  for  ethylene  di bromide 
and  carbon  tetrachloride  (CClij)  in  rat  liver, 
but  the  rate  of  elimination  of  the  former  from 
both  liver  and  blood  was  k   times  greater  than 
that  of  the  latter,  indicating  an  efficient 
detoxification  mechanism  of  ethylene  dibromide. 
The  ethylene  dibromide  pool  size  in  chicks  was  7 
times  that  of  carbon  tetrachloride,  but  the 
elimination  was  similar.  The  liver  pool  size  of 
CCl/,  in  rats  was  17  times  that  in  chicks,  while 
ethylene  dibromide  was  only  twice  that  observed 
in  chicks.   Different  hepatotoxic  effects  of  the 
2  species,  particularly  the  resistance  of  chicks 
to  CCl/j  may  be  explained  by  ethylene  bromide  and 
CClij  levels  and  elimination  rates.   In  rats,  liver 
triglycerides  were  increased  and  conjugated  double 
bond  (diene)  formation  in  microsomal  liver  lipid 
was  observed  after  ethylene  dibromide  treatment; 
diene  formation  was  doubled  in  CCl/j-treated  rats. 
No  poison  caused  diene  formation  in  chick  liver 
lipids;  no  relationship  was  observed  between 
degree  of  haloalkane  toxicity  and  formation  of 
conjugated  double  bonds  in  liver  microsomal  lipids. 


10056     ULTRASTRUCTURAL  STUDIES  ON  THE  EFFECT 

OF  CHOLINE  OROTATE  ON  GALACTOSAMINE 
INDUCED  HEPATIC  INJURY  IN  RATS.   (E.)   Scharnbeck, 
H,  (Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.),  F. 
Schaffner,  D.  Keppler  and  K.  Decker.  Exp.   Mol. 
Pathol.    16(1):  33-^*6,  1972. 

Diffuse  hepatocellular  damage  was  seen  25  hr 
after  O-galactosami ne  administration.   Changes 
included  cell  ballooning,  condensed  cells, 
glycogen  depletion,  autophagic  vacuoles,  increased 
liposomes,  diminished  rough  endoplasmic  reticulum 
and  hypertrophied  smooth  endoplasmic  reticulum. 
In  rats,  Zk   hr  after  galactosamine,  and  '♦9  hr 
after  the  first  choline  orotate  (pretreatment) 
injection,  the  above  changes  were  observed,  but 
to  a  less  severe  degree  and  not  in  all  cells. 
Chief  differences  were  the  absence  of  smooth 
endoplasmic  reticulum  hypertrophy  and  the  formation 
of  glycogen  containing  lysomes.  Those  animals 
receiving  choline  orotate  and  galactosamine 
simultaneously  showed  more  hepatocellular  fat 
than  with  either  agent  alone;  fat  droplets  of 
varying  size  were  present  within  the  Golgi 
apparatus  and  within  the  Disse  spaces.   Orotic 
acid  causes  ineffective  coupling  of  lipids  with 
the  acceptor  protein  while  in  galactosamine- 
induced  hepatic  injury  more  likely  defective 
protein  or  lipoprotein  synthesis  is  the  main 
cause. 


10057     STUDIES  ON  EXPERIMENTALLY  INDUCED 

ALLERGIC  HEPATITIS.   (Ger.)   Roman,  E. 
(Bucharest  Med.  Sch.,  Rumania)  and  M.  Saragea. 
Allerg.   Asthma   (Leipz.)    16(6)  :213-221 ,  1971. 
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Homogenates  from  auto-,  homo-  and  heterologous 
livers,  liver  cell  fragments  and  mitochondria, 
cytotoxic  sera  and  sera  from  patients  with  viral 
hepatitis  were  tested  by  different  immunization^ 
schedules  for  antigenicity  in  guinea  pigs,  rabbits, 
rats  and  dogs.   Histopathologic  changes  In  the 
liver  were  regarded  as  allergic  in  origin  (circum- 
scribed necroses,  periportal  round  cell  infiltra- 
tion, Kupffer  cell  reactions).   Pathologic  liver 
function  tests  and  a  variety  of  immunologic 
tests  showed  that  an  allergic  hepatitis  can  be 
induced  by  various  liver  fractions.   Best  results 
were  obtained  with  rats  and  guinea  pigs.   Hetero- 
logous liver  was  more  antigenic  than  homo-  or 
autologous  liver  tissue.  The  most  antigenic 
fraction  was  located  above  the  mitochondria 
after  centrifugation,  (probably  microsomes  or 
ribosomes).   The  various  immunologic  tests 
indicate  the  existence  of  both  the  delayed  and 
immediate  type  of  autoimmune  reaction,  and  the 
presence  of  cellular  as  well  as  humoral  antibodies. 

10058     ULTRASTRUCTURE  OF  LIVER  CELLS  IN  RABBITS 

IN  SUBACUTE  BENZENE  POISONING.   (Pol.) 
Jonek,  J.  (Slask  Med.  Acad.  Histol.  and  Embryol . 
Dept.  Zabrze,  Poland),  M.  Kaminski,  H.  Grzybek 
and  B.  Panz.  Patol.   Pol.    22(i.)  :6Al-651  ,  1971. 

Male  rabbits  weighing  2.5  kg  were  exposed  to 
benzene  vapor  (10  mg/liter),  6  hr  per  day  for  2 
weeks.   Electron  microscope  examination  of  the 
liver  cells  revealed  significant  structural 
changes.  These  included  marked  hypertrophy  of 
the  smooth  endoplasmic  reticulum  (tubular  type), 
decrease  in  glycogen  granules,  disappearance  of 
ergastoplasm,  irregular  distribution  and  loss  of 
ribosomes,  degenerative  changes  In  mitochondria 
and  a  segregation  of  the  granular  and  fibrous 
components  of  some  nucleoli. 


the  other  enzymes.   It  is  concluded  that  strepto- 
mycin has  a  stimulating,  and  penicillin  an 
inhibiting  effect  on  the  catabollc  processes  in 
the  liver  of  these  fetuses. 

10060     THE  BIOSYNTHESIS  OF  CH0LESTA-8,1'»-0IEN- 
36-OL  BY  CHANG  HUMAN  LIVER  CELLS.   (E.) 
Wilton,  D.  C.  (U.  Southampton  Dept.  Physiol. 
Biochem.,  England).  Bioohem.   J.    125('*) :  1 153-1  IS**, 
1971. 

A  number  of  radioactive  sterol  intermediates  may 
be  isolated  from  tissue  culture  of  Chang  human 
liver  cells  when  the  cells  are  grown  in  the  pre- 
sence of  [U-1'*C]  acetate.  One  particular  sterol 
peak,  that  accounted  for  about  10^  of  the  total 
radioactivity  In  the  sterol  fraction,  has  been 
identified  as  cholesta-fl  ,1  ^t-dien-BS-ol  .   The 
identification  of  the  sterol  as  a  major  inter- 
mediate, biosyntheslzed  by  Chang  liver  eel  Is,  ^ 
emphasizes  the  importance  of  the  8,14-dienes  in 
cholesterol  biosynthesis.   The  radioactive  peak 
corresponding  to  cholesta-8,1 '«-dien-3B-ol  was 
eluted  with  methanol,  mixed  with  its  non-radio- 
active conterpart,  recrystal lized  3  times  and 
still  retained  the  radioactivity.   The  specific 
radioactivity  fell  with  crystallization  with 
cholesta-7,l'»-dIen-3B-ol  ,  thus  Indicating  that 
this  compound  does  not  crystallize  with  the  8. 
l^j-dlene  and  the  unknown  sterol  Is  cholesta-8, 
l'»-dien-36-ol.   The  Chang  cells  were  also  noted 
to  remove  the  '♦-methyl  group,  original  ly^^present 
In  lanosterol  before  reduction  of  the  & 
double  bond. 


10059 


EXPERIMENTAL  STUDIES  ON  THE  INFLUENCE 

OF  PENICILLIN  AND  STREPTOMYCIN  ADMINISTERED 

DURING  PREGNANCY  ON  THE  LIVER  OF  WHITE  RAT  FETUSES. 

(Pol.)   Stok/osa,  E.  (Slask  Med.  Acad.  Zabrze, 

Poland),  S.  KoSmider,  A.  Brzegowy  and  G.  MIkoJajczyk. 

Patol.   Pol.   22(i»):653-66A.  1971. 

Penicillin  (100,000  U/day  I.m.)  or  streptomycin 
(10  mg/day)  was  administered  throughout  Ih   days 
following  the  Impregnation  of  female  Wistar  rats 
weighing  approximately  200  g.   Neither  antibiotic 
caused  visible  morphologic  or  developmental 
changes  in  the  fetuses.   Streptomycin  diminished 
the  fertility  of  the  rats,  with  6  out  of  20  be- 
coming pregnant  and  producing  59  offspring,  as 
compared  to  18  out  of  27  becoming  pregnant  and 
producing  160  offspring  following  penicillin 
treatment,  and  16  out  of  23  becoming  pregnant  and 
producing  13^4  offspring  with  no  treatment.   Both 
antibiotics  caused  changes  in  enzymatic  activity 
in  the  fetal  livers.   Streptomycin  increased  the 
activity  of  alkaline  and  add  phosphatase,  5- 
nucleosidase  and  ATPase.   Penicillin  caused  a 
decrease  in  acid  phosphatase  and  an  increase  In 


10061 


FORMATION  OF  BILIRUBIN  GLUCOSIDE.   (E.) 
Wong,  K.  P.  (U.  Singapore  Dept.  Biochem). 
Bioohem.   J.    125('»)  •.929-93'(,  1971. 

Bilirubin  glucoside  is  blosynthesized  in  vitro 
by  enzymes  found  In  the  rat  liver  microsomal 
fraction.  The  enzyme  that  catalyzes  the  trans- 
glucosylatlon  is  similar  in  many  ways  to  glucuronyl- 
transferase  having  a  similar  optimum  pH  and 
requirement  for  Mg2+.   Spontaneous  dehydrogenation 
was  eliminated  by  Incubation  for  60  min  prior  to 
specific  fluorometrlc  analysis.  When  the  kinetic 
results  of  the  2  enzymatic  reactions  involving 
glucosyl-  and  glucuronyl-transferase  were  com- 
pared, a  lower  Km  of  glucosyl-transferase  suggested 
this  to  be  the  favored  route  of  conjugation  in 
the  rat.   It  Is  envisaged  that  glucosylatlon  of 
bilirubin  may  be  the  more  probable  pathway  for 
conjugation  in  the  rat;  however,  the  role  of  UDP- 
glucose  as  an  immediate  precursor  of  glycogen 
may  be  a  limiting  factor.  The  concentration  of 
a  glycone  and  availability  of  bilirubin  may  also 
be  rate-determining  factors.  When  the  specific 
activities  were  compared,  the  activity  of  g  ucuronyl- 
transferase  appeared  higher  and  may  be  attributable 
to  a  lower  molar  extinction  coefficient  of  the 
azobilirubin  glucoside  or  incomplete  diazotization 
in  the  absence  of  an  accelerator. 
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10062     BLOOD-GAS  ANALYTIC  STUDIES  DURING 

HOMOLOGOUS  LIVER  TRANSPLANTATION  IN  THE 
PIG.   (Ger.)   Boeckl ,  0.  (Country  Hosp.  Inst. 
Exp.  Surg.,  Salzburg,  Austria),  E.  Hell,  G. 
Zimmermann,  H.  Fitzga,  P.  Jecel  and  H.  J.  Gibitz. 
Z.  Geeamte  Exp.   Med.    156(0:67-72,  1971. 

Using  the  micromethod  of  Astrup,  a  total  of  204 
blood  gas  analyses  were  carried  out  in  '»2  pigs 
which  received  orthotopical ly  homologous  liver 
transplantations,  with  at  least  1  analysis  before, 
during  and  after  the  anhepatic  stage.   Acidosis 
of  different  severity  and  etiology  developed  in 
35  experiments.   There  was  a  strong  correlation 
between  severity  of  acidosis  and  survival.   In 
the  initial  (post-narcotic)  stage  of  liver  trans- 
plantation acidosis  was  respiratory  in  13  cases 
and  metabolic  in  k.      In  the  anhepatic  bypass  phase 
acidosis  was  metabolic  in  11  and  respiratory  in  5, 
and  in  the  revascularization  phase  it  was  metabolic 
in  18  and  respiratory  in  10.   Serum  lactic  acid 
levels  Increased  correspondingly  from  an  initial 
average  base  level  of  0,82  to  1.57  micromoles/1 i ter 
during  the  anhepatic  and  to  2.7'*  micromoles/1  i  ter 
during  the  revascularization  range.   No  significant 
changes  in  ammonia  levels  were  detected.  Alkalosis 
developed  in  ^4  pigs;  these  were  respiratory  in 
nature  and  developed  during  the  anhepatic  stage. 
It  is  stressed  that  constant  control  of  blood  gas 
values  and  buffer  therapy  during  liver  trans- 
plantation are  mandatory  for  positive  results  of 
the  operation. 


1006')     STUDIES  ON  FLAVONOID  METABOLISM. 

BILIARY  AND  URINARY  EXCRETION  OF  META- 
BOLITES OF  (+)-[U-^'*C]CATECHIN.   (E.)   Das,  N.  P. 
(U.  Singapore  Fac.  Med.)  and  S.  P.  Sothy. 
Bioahem.   J.    125(2)  till 7-'»23,  1971. 

The  pattern  of  biliary  and  urinary  excretion  of 
metabolites  of  (+) -[U-^'*C]-catechin  after  i.v. 
administration  of  the  flavonoid  was  studied  in  6 
rats.   Biliary  excretion  was  of  great  importance 
in  the  elimination  of  the  catechin.   Comparisons 
were  made  between  rats  having  the  common  bile 
duct  and  ureter  cannulated,  rats  with  only  the 
ureter  cannulated,  and  rats  with  ligation  of  the 
common  bile  duct  and  cannulation  of  the  ureter. 
Seven  metabolites  were  identified  by  color  re- 
actions and  their  R^  values.   Large  amounts  of 
radioactivity  il'i.d-hh.lX)    of  the  2')-hr  dose 
were  excreted  in  the  bile  as  2  glucuronide  conju- 
gates and  as  3  other  unconjugated  metabolites. 
A  maximum  excretion  in  both  bile  and  urine  was 
noted  within  half  to  one-and-a-half  hr  after  i.v. 
administration  and  suggests  probable  liver 
metabolism  or  transformation.   A  second  peak  in 
radioactivity  was  noted  in  the  9-10  hr  urine 
collection  in  rats  in  which  bile  reached  the 
large  intestine  and  was  attributed  to  reabsorption 
from  the  large  intestine.   The  findings  of  ^4 
additional  metabolites  in  these  rats  seems  due 
to  the  action  of  intestinal  micro-organisms. 
Phenolic  acid  and  lactone  metabolites  were  not 
detected. 


10063     BIOCHEMICAL  ADAPTATION  IN  RAT  LIVER  IN 

RESPONSE  TO  MARGINAL  OXYGEN  TOXICITY. 
(E.)   Gorman,  R.  R.  (Colorado  State  U.  Lab.  Aero- 
space Biol.,  Fort  Collins),  J.  P.  Jordan,  J.  B. 
Simmons  and  D.  P.  Clarkson.  Bioahem.   J.    125(2): 
'♦39-'»'*7,  1971. 

The  level  of  hepatic  glucose  6-phosphate  dehydro- 
genase (G6PDH)  activity  was  increased  in  rats 
exposed  to  a  5  lb/square  inch,  100?  oxygen  environ- 
ment.  Glyceraldehyde  3-phosphate  dehydrogenase, 
isocitrate  dehydrogenase,  and  succinate  dehydro- 
genase concentrations  were  not  altered.   Further 
evidence  for  changes  in  oxidative  glucose  metabolism 
was  noted  by  the  doubling  of  the  importance  of 
the  pentose  phosphate  pathway  and  the  decreased 
expiration  of  radioactive  carbon  by  the  hyperoxic 
animals.   Pyruvate  dehydrogenase  and  2-oxoglutarate 
dehydrogenase  may  be  inactivated  by  the  marginally 
hyperoxic  state,  and  evidence  indicates  that  this 
is  the  mechanism  for  oxygen  toxicity  in  the  5  lb/ 
sq.  inch,  100%  O2  environment.   When  tricarboxylic 
acid  cycle  intermediates  were  injected  the  in- 
duction of  glucose  6-phosphate  dehydrogenase  was 
decreased  whereas  the  injection  of  2-oxoglutarate 
potentiated  the  increase  of  glucose  6-phosphate 
dehydrogenase  activity.   The  hyperoxic  animals 
exhibited  a  decreased  hematocrit  when  compared 
to  the  controls  but  other  parameters  of  weight 
gain  and  food  consumed  were  the  same.   Coenzyme 
A  concentrations  were  not  decreased  until  after 
l**  days  of  exposure  and  probably  do  not  involve 
Inactivation  of  the  dehydrogenases. 


10065     CHANGES  OF  THE  SMOOTH  ENDOPLASMIC 

RETICULUM  INDUCED  BY  RIFAMPICIN  IN 
HUMAN  AND  GUINEA-PIG  HEPATOCYTES.   (E.)   Jezequel  , 
A.  M.  (U.  Camerino  Ctr.  Study  Action  Drugs 
Liver,  Italy),  F.  Orlandi  and  L.  T.  Tenconi. 
Gut   12(12)  :98'4-987,  1971. 

The  effects  of  rifampicin  on  the  morphology  of 
hepatocytes  were  studied  in  guinea  pigs  and  humans. 
No  structural  modification  was  observed  with  the 
light  microscope  after  rifampicin  treatment  in 
either  species.   In  guinea  pigs,  after  2  days  of 
treatment  with  rifampicin  (80  mg/kg)  almost  all 
hepatocytes  showed  an  increase  in  the  amount  of 
smooth  endoplasmic  reticulum  in  various  limited 
areas  of  the  cytoplasm.   The  vesicles  of  the 
smooth  endoplasmic  reticulum  took  a  tubular  form 
and  were  more  uniform  in  size  than  in  untreated 
animals.   These  changes  became  more  evident  and 
involved  more  cells  as  the  duration  of  treatment 
was  extended,  including  the  presence  of  dilated 
cisternae  of  the  rough  endoplasmic  reticulum  and 
numerous  ribosomes  and  polysomes.   In  humans, 
after  2  days  of  treatment  with  rifampicin  the 
distribution  of  the  smooth  endoplasmic  reticulum 
was  modified  in  many  hepatocytes:   next  to  areas 
of  apparently  normal  smooth  endoplasmic  reticulum, 
dense  islets  were  present,  due  to  the  concentration 
of  vesicles  and  tubules  of  the  smooth  endoplasmic 
reticulum.   These  islets  were  distributed  in  the 
cytoplasm  and  usually  contained  some  rosettes  of 
glycogen.   Thus,  although  rifampicin  induces 
changes  in  the  smooth  endoplasmic  reticulum  in 
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both  human  and  guinea  pig  hepatocytes.  the  pattern 
of  proliferation  is  different. 

10066     SERUM  ENZYMES  DERIVED  FROM  LIVER  CELL 

FRACTIONS.   I.   THE  RESPONSE  TO  CARBON 
TETRACHLORIDE  INTOXICATION  IN  RATS.   (E.)   Curtis, 
S  J   M  Moritz  and  P.  J.  Snodgrass  (Peter  Bent 
Brigham  Hosp.,  Boston,  Mass.).  Gastroenterology 
62(l):8i»-92,  1972. 

Sorbitol  dehydrogenase  (90^)  was  found  in  the 
supernatant,  70%  of  ornithine  carbamyl  transferase 
was  in  the  mi  tochondrial-1  iposomal  fraction,  72^o 
of  microsomal  liver  esterase  was  in  the  microsomal 
fraction,  arylsul fatase-B  was  seen  in  liposomes 
and  nicotinamide  mononucleotide  adenylyl  trans-  _ 
ferase  was  in  nuclei.   After  a  single  intragastric 
dose  of  ecu,  serum  sorbitol  dehydrogenase 
activity  increased  by  3  hr  and  serum  ornithine 
carbamyl  transferase  between  6  and  12  hr,  times 
corresponding  to  known  onset  of  U\^    injury  to 
cellular  and  mitochondrial  membranes,  resp.   Serum 
lysosomal  and  nuclear  enzymes  were  normal  through- 
out while  serum  microsomal  esterase  did  not 
increase  until  23  hr  after  onset  of  CCll,  injury 
to  the  endoplasmic  reticulum.   Correlations  were 
not  apparent  between  serum  activities  of  the   ^ 
first  3  enzymes  and  their  specific  activities  in 
cell  fractions  or  homogenates.   The  timing  or  de- 
gree of  elevation  of  serum  enzymes  does  not  predict 
the  onset  or  severity  of  intracellular  injury 
because  of  the  many  variables  affecting  serum 
enzymes. 


10067     SERUM  ENZYMES  DERIVED  FROM  LIVER  CELL 

FRACTIONS.   II.   RESPONSES  TO  BILE  DUCT 
LIGATION  IN  RATS.   (E.)   Moritz,  M.  and  P.  J. 
Snodgrass  (Peter  Bent  Brigham  Hosp.,  Boston,  Mass.;. 
Gastroenterology   62(1) :93- 100,  1972. 

Acute  obstruction  of  the  rat  common  bile  duct 
caused  a  rapid  rise  in  serum  enzymes  derived 
from  the  cytoplasm  (sorbitol  dehydrogenase)  and 
mitochondria  (ornithine  carbamyl  transferase)  ot 
the  liver  cell.   From  1-21*  hr  after  duct  ligation 
these  2  enzymes  increased  in  serum  to  levels  as 
high  as  those  seen  after  a  single  dose  of  CCll,, 
although  the  degree  of  necrosis  was  much  lessin 
obstruction.   From  2^.  hr-l8  days,  the  activities 
of  these  2  enzymes  fell  to  lower,  but  still 
elevated  levels.   Serum  microsomal  liver  esterase 
did  not  change  after  bile  duct  ligation,  but  was 
elevated  m   hr  after  CCll,.   Duct  ligation  had  no 
effect  on  either  serum  arylsul fatase  B  (lysosomal) 
or  nicotinamide  mononucleotide  adenylyl  transferase 
(nuclear)  activities.   Correlations  between  serum 
and  cell  fraction  activities  were  not  observed. 

10068     AN  AUTOANTIBODY- LIKE  FACTOR  REACTIVE 

WITH  LIVER  PARENCHYMAL  CELLS  IN  THE 
SERUM  OF  THE  PIG.   (E.)   Warr,  G.  W. ,  A.  Lascelles, 
R.  Y.  Calne  and  R.  R.  A.  Coombs  (U.  Cambridge 
Dept.  Pathol.,  England).  Clin.    Exp. 
9(3):339-3'»'«,  1971. 


Attempts  were  made  to  characterize  an  autoantibody- 
like  factor  found  in  the  serum  of  pigs  which  was 
reactive  with  autologous  disaggregated  liver  cells. 
The  immunoglobulin  autoreactive  with  liver  cells 
was  found  in  the  IgM  fraction  only.   The  activity 
of  the  serum  was  almost  totally  destroyed  by 
treating  serum  with  an  equal  volume  of  0.1  M  2- 
mercaptoethanol  at  37°C  for  2  hr.   The  strongest 
reaction  was  obtained  with  the  anti-IgM  reagent; 
however,  a  definite  reaction  was  also  obtained 
with  the  entirety  class-specific  anti-Fc  y  re- 
agent, while  no  mixed  agglutination  was  produced 
with  the  anti-Fc  y  reagent.  When  guinea  pig 
complement  was  added  to  suspensions  of  liver  cells, 
before  and  after  treatment  with  autologous  heat- 
inactivated  pig  serum  and  a  0.]%   suspension  of 
human  group  0  red  cells  was  added,  definite  immune 
adherence  was  shown  on  the  serum-treated  liver 
cells  but  not  by  the  untreated  liver  cells.   Thus, 
the  autoantibody- like  factor  seems  to  be  IgM  and 
is  capable  of  fixing  complement. 

10069     ORTHOTOPIC  LIVER  TRANSPLANTATION  IN 

THE  DOG.   (E.)   Sivula,  A.  (Univ.  Cent. 
Hosp.,  Helsinki),  M.  Lempinen,  K.  Salmenkivi  and 
M.  Paloheimo.  Acta  Chir.   Soand.    137(5)  :'»37-'*'»'», 
1971. 

Orthotopic  liver  transplants  were  performed  in  18 
dogs  using  a  modification  of  Calne's  technique 
for  portal  bypass  and  suture  of  the  portal  anasto- 
mosis.  End-to-end  arterial  anastomosis  was 
accomplished  between  the  common  hepatic  artery 
of  the  donor  and  the  right  renal  artery  of  the 
recipient,  and  biliary  drainage  was  done  by 
cholecystojejunostomy  with  Roux-en-Y.   Twelve 
dogs  died  within  12  hr  of  operation,  5  from  intra- 
abdominal hemorrhage  and  5  from  portal  thrombosis. 
There  was  1  operative  death  due  to  portal  con- 
gestion.  Five  dogs  survived  for  5-78  days  after 
transplantation.   For  the  survivors  the  mean 
graft  perfusion  time  was  25  min,  recipient  s 
anesthesia  time  3  hr  36  min,  portal  bypass  time 
Ik   min,  and  liver  ischemia  time  ^49  min.   In  these 
dogs  immunosuppressive  therapy  consisted  of 
azathioprine,  hydrocortisone  and  prednisone,  while 
antibiotic  therapy  included  large  doses  of  ampi- 
cillin  and  chloramphenicol.   At  necropsy,  only  1 
of  these  dogs  showed  any  rejection-induced  changes, 
the  others  dying  of  various  complications  which 
only  indirectly  involved  rejection. 


Immunol. 


10070     LOSS  OF  HAEM  IN  RAT  LIVER  CAUSED  BY 

THE  PORPHYROGENIC  AGENT  2-ALLYL-2- 
ISOPROPYLACETAMIDE.   (E.)   De  Matteis,  F.  (Med. 
Res.  Council  Toxicol.  Unit,  Carshalton,  Surrey, 
England).  Bioohem.   J.    12MM  : 767-777 ,  1971. 

The  effect  of  2-al lyl-2-isopropylacetamide  on 
the  cytochrome  V-h^O   concentration  in  rat  liver 
microsomal  fractions  was  studied.   When  starved 
rats  were  given  a  single  s.c.  dose  of  2-allyI-Z- 
isopropylacetamide  there  was  a  rapid  decrease  in 
the  cytochrome  P-'<50  concentration  in  the  liver 
microsomal  fraction  followed  from  about  10  hr  by 
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a  gradual  increase  up  to  above  normal  concentration. 
A  concomitant  loss  of  microsomal  heme  and  a  brown- 
green  discoloration  of  the  whole  liver  and  parti- 
cularly of  the  microsomal  fraction  was  observed. 
The  observed  loss  of  cytochrome  P-450  was  not 
produced  through  a  general  effect  on  the  endo- 
plasmic reticulum.   Pretreatment  of  rats  with 
phenobarbi tone  or  DDT  greatly  increased  the  loss 
of  cytochrome  P-450  caused  by  2-al lyl-2-isopropyl- 
acetamide,  whereas  compound  SKF-525A  (an  inhibitor 
of  drug-metabolizing  enzymes)  decreased  the  loss. 
The  intensity  of  brown-green  discoloration  of  the 
liver  and  of  the  microsomal  fraction  and  the  loss 
of  total  microsomal  heme  that  accompanied  the  fall 
in  cytochrome  P-^tSO  concentration  after  the 
administration  of  2-al lyI-2-isopropylacetamide 
appeared  to  be  related  to  the  rate  and  extent  of 
cytochrome  P-^jSO  loss.  The  observed  loss  of  liver 
heme  may  have  been  due  to  the  stimulation  of  5- 
aminolevul ate  synthetase  activity  caused  by  2-allyl- 
2- i  sopropy 1 acetami  de . 


10071     ULTRAFILTRATION  OF  CONJUGATED  BILIRUBIN 

IN  THE  BILE  OF  DOGS.   (Fr.)   Barac,  G. 
(U.  Liege  Physiopathol .  Lab.,  Belgium).  Arah. 
Int.   Physiol.   Bioohim.    79(3) :6l9,  1971. 

Spectrophotometric  determinations  of  bilirubin 
were  made  on  gallbladder  bile  from  dogs  before 
and  after  ultrafiltration.   Depending  upon  the 
sample,  '♦5-6'*%  of  the  conjugated  bilirubin  passed 
through  the  filter. 


10072     OBSERVATIONS  ON  HEPATIC  HISTOLOGY  AND 

FUNCTION  IN  ALCOHOLIC  DOGS.   (E.) 
Chey,  W.  Y.  (Genesee  Hosp. ,  Rochester,  N.  Y.),  S. 
Kosay,  H.  Siplet  and  S.  H.  Lorber.  Am.    J.    dig. 
Dis.    l6(9):825-838,  1971. 

When  six  dogs  were  administered  excessive  quantities 
of  ethanol  daily  for  periods  from  10-18  months, 
hepatic  lesions  similar  to  the  lesions  of  human 
alcoholic  liver  disease  developed.  The  animals 
were  fed  a  balanced  diet.  The  ethanol  was 
delivered  through  a  esophagostomy  and  venous 
blood  levels  after  alcohol  administration  ranged 
from  J15-'»77  mq%.      Biopsy  of  the  liver  revealed 
fatty  metamorphosis  in  A  of  the  six  dogs.   Degen- 
erative change  of  the  hepatocytes,  cellular 
necrosis,  polymorphonuclear  infiltration,  and 
centrolobular  fibrosis  was  also  observed.   Liver 
function  abnormalities  included  elevated  serum 
alkaline  phosphatase,  SGPT,  SGOT,  and  decreased 
albumin  levels.  These  changes  are  comparable  to 
the  changes  observed  in  alcoholic  hepatitis,  or 
alcoholic  liver  disease  other  than  cirrhosis. 
There  were  no  comparable  changes  in  control  dogs. 


10073     STUDIES  ON  THE  MECHANISM  OF  FASTING 
HYPERBILIRUBINEMIA.   (E.)   Bloomer, 
J.  R.,  P.  V.  Barrett,  F.  L.  Rodkey  and  N.  I. 
Berlin  (NCI,  Bethesda,  Md.).  Gastroenterology 
61  (l»,  Pt.  \):hl3-h^l ,    1971. 


Hyperbilirubinemia  and  hepatic  bilirubin  clearance 
of  fasting  were  investigated  in  12  individuals 
(10  healthy  subjects  and  2  with  constitutional 
hepatic  dysfunction  or  Gilbert's  disease)  and 
male  Sprague-Dawley  rats.   Plasma  bilirubin 
concentration  (Br)  increased  in  the  12  subjects 
by  23  to  33'*%  after  fasting  from  1  to  3  days. 
Eighty-six  percent  of  this  increase  was  due  to  an 
increase  in  the  unconjugated  fraction  and  occurred 
mostly  during  the  first  Ih-'ih   hr  of  fasting. 
The  percentage  increase  in  Br  did  not  correlate 
well  with  the  magnitude  of  the  baseline  value. 
Hepatic  clearance  of  bilirubin  from  the  plasma 
in  5  subjects  using  bilirubin-^H  was  reduced  by 
28  to  ^k%   during  fasting  and  accounted  for  the 
increase  in  plasma  unconjugated  bilirubin  which 
was  not  found  to  result  from  an  increase  in  plasma 
bilirubin  turnover.  The  mean  change  in  Br  in  5 
subjects  was  188%  whereas  the  mean  change  in  the 
carbon  monoxide  production  rate  was  only  2k%. 
Disappearance  of  indocyanine  green  during  baseline 
and  fasting  states  was  not  different  and  indicated 
that  hepatic  blood  flow  was  not  decreased  during 
fasting.   Nine  homozygous  Gunn  rats  with  un- 
conjugated hyperbilirubinemia  showed  increased 
Br  of  h]%   after  a  'tS-hr  fast  as  compared  to  con- 
trols.  Bilirubin  clearance  studies  In  2  rats 
showed  kk%   decreased  whole  body  bilirubin  clearance 
after  fasting  and  returned  to  control  values  with 
refeedlng.   During  fasting  the  ratio  of  the  hepatic 
bilirubin  pool  to  the  plasma  bilirubin  pool  also 
decreased.   Reduced  hepatic  bilirubin  clearance 
during  fasting  appears  primarily  responsible  for 
the  increase  in  plasma  bilirubin  clearance. 


1007*4     SERUM  TRANSAMINASES  AND  SERUM  ZINC  IN 

DIET- INDUCED  CIRRHOSIS  IN  THE  RAT. 
OBSERVATIONS  ON  THEIR  CHANGES.   (Ger.)   Fritsch, 
H.  (Unlv.  Med.  Clin.,  Heidelberg,  Germany),  K. 
Schimpf,  J.  Lenhard,  E.  RItz  and  V.  Urban.  Acta 
Hepatosplenol.    (Stuttg.)    18('»)  :286-29'«,  1971. 

A  diet  containing  ^0%   butter,  S%   cholesterol,  and 
2%   cholic  acid,  administered  for  21  weeks,  induced 
cirrhosis  In  adult  male  Sprague-Dawley  rats. 
SGOT  and  SGPT  activities  had  Increased  by  the 
end  of  week  2,  decreased  somewhat  during  weeks 
9-17,  and  then  Increased  continuously.   Serum 
zinc  levels  decreased  progressively  and  signifi- 
cantly, even  before  symptoms  of  cirrhosis 
appeared.  A  characteristic  feature  of  this  form 
of  cirrhosis  was  the  appearance  of  mesenchymal 
cell  nodules  in  the  liver  lobule  after  2  weeks. 
Increases  in  SGOT  and  SGPT  activities  are   con- 
sidered to  be  manifestations  of  cirrhosis; 
elevated  SGPT  activities  in  particular  are 
regarded  as  a  good  indication  of  damage  occurring 
in  the  hepatic  epithelium.   Although  the  reason 
for  decreased  zinc  levels  is  not  yet  definitely 
understood.  It  may  be  due  to  a  decrease  in  serum 
albumin  and  globulins  which  serve  as  vehicles 
for  zinc  transport. 


10075 


PARENCHYMAL  LIVER  DAMAGE  AND  PORTAL 
HYPERTENSION  IN  GRANULOMATOUS  HEPATITIS. 
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(Ger.)   Liehr,  H.  (Justus  Liebig  U.  Med.  Clin., 
Giessen,  Germany),  M.  GrUn,  B.  Leinweber  and  H.  A 
KUhn.  Acta  Hepatosplenol.    (Stuttg.)    1 8 (i») :  320-328, 
1971. 

Granulomatous  hepatitis  was  induced  in  rats  by 
introducing  a  silicon  dioxide  suspension  (particle 
size  5-10  y)  into  the  portal  system  by  the 
intestinal  vein.   After  70  days  the  activity  of 
SGPT  had  increased  slightly  but  no  change  occurred 
in  the  activities  of  alkaline  phosphatase  and 
leucine  ami nopept idase.   At  this  time  the  portal 
pressure,  measured  indirectly  as  intrasplenic 
pressure,  reached  a  maximum  and  progressive 
granulomatosis  was  most  evident,  particularly  in 
the  area  around  the  central  vein  where  liver  cell 
destruction  was  observed. 

10076     EXPERIMENTAL  STUDIES  ON  THE  RELATION 

BETWEEN  LIVER  FUNCTION  AND  PLASMA 
CHOLINESTERASE  ACTIVITY.   (Ger.)   Boelcke,  G.  (U. 
Gottingen  Inst.  Pharmacol.  Toxicol.,  Germany)  and 
W.  Poser.  Z.  Gastroenterol.    9(6)  :'405-'*12,  1971. 

Liver  damage  induced  in  rabbits  by  administration 
of  allyl  alcohol  (30  mg/kg  p.o.  through  a  stomach 
tube)  was  manifested  by  increased  SGPT  and  serum 
glucose  dehydrogenase  activities,  but  no  change 
occurred  in  total  serum  protein  levels  or  in 
acetylcholinesterase  activity  in  the  serum,  whole 
blood,  or  RBC.   No  acetylcholinesterase  or     _ 
benzoyl  Choi inesterase  was  synthesized  by  perfusing 
isolated  guinea-pig  livers  for  2  hr  with  a  solution 
containing  a  high  concentration  of  amino  acids 
(55. A  mg/100  ml).  Addition  of  allyl  alcohol  U-iu 
mg)*to  the  perfusion  medium  or  the  cutting  off  of 
the  02  supply  increased  succinate  dehydrogenase, 
glucose  dehydrogenase,  and  GOT  activities  in  the 
perfusion  medium  but  did  not  induce  acetylcholin- 
esterase or  benzoylchol inesterase  activity.  These 
findings  suggest  that  determinations  of  plasma 
Choi inesterase  activities  are  of  little  value  in 
diagnosing  parenchymal  liver  damage. 


taurocholate:taurodeoxycholate  ratio  was  observed 
after  pyloroplasty  alone  and  selective  gastric 
and  truncal  vagotomy  did  not  cause  a  further 
increase.  Taurocholate  concentration  decreased 
following  pyloroplasty  and  the  effect  of  pyloroplasty 
was  also  demonstrated  in  the  Group  that  received 
gallbladder  cannulation  and  pyloroplasty  separately. 
Prolonged  gallbladder  cannulation  had  no  observed 
effect  on  the  bile  salt  ratio.  These  results   ^ 
may  indicate  a  relation  between  diarrhea  following 
gastric  surgery  without  vagotomy. 


10078 


INTRASPLENIC  THYROID  IMPLANTATION  WITH 
REVERSE  SPLENOCAVAL  SHUNTING:  A 
MORPHOLOGIC  AND  FUNCTIONAL  EVALUATION.   (E.) 
Dardik,  H.  (Montefiore  Hosp.  ,  Bronx,  N.  Y.),  I. 
Dardik,  R.  B.  Smith,  S.  Mitsudo,  A.  Sherman  and 
M.  L.  Gliedman.  Surgery   70('»)  :56l-568,  1971. 

The  role  of  the  liver  in  thyroxine  metabolism  was 
studied  by  comparing  groups  of  dogs  in  which  the 
entire  splenic  venous  outflow  was  either  left 
intact  or  directed  away  from  the  liver  into  the 
systemic  venous  circulation.  The  immunologic 
response  to  allogenic  thyroid  implanted  within_ 
the  spleen  was  also  examined.  The  PBI  values  in 
dogs  who  underwent  thyroid  autoimplantat ion   _ 
showed  a  consistent  drop  following  intrasplenic 
transplantation.  All  of  the  animals  that  under- 
went autoimplantation  and  splenocaval  shunt 
demonstrated  an  immediate  rise  in  PBI  which  then 
fell  to  below  preoperative  levels  between  the 
first  and  second  preoperative  week.   PBI  values 
again  rose  between  the  second  and  third  weeks. 
Followinq  splenectomy  there  was  a  sustained  fall 
in  PBI.   In  dogs  that  underwent  al loimplantat  on 
and  splenocaval  shunting,  an  early  rise  '"PBI 
occurred,  but  after  the  first  week,  a  rapid  and 
sustained  fall  occurred.  Radioactivity  was  found 
over  the  splenic  area  in  14  of  6  dogs,  but  not 
over  the  cervical  area  in  any  dog.  Autogenous 
thyroid  tissue  can  survive  and  function  after 
intrasplenic  implantation  and  the  hepatic  in- 
activation  of  thyroid  hormones  can  be  eliminated 
by  diversion  into  the  systemic  circulation. 


10077     EFFECTS  OF  PYLOROPLASTY  AND  VAGOTOMY  ON 
THE  CANINE  GALLBLADDER  BILE  SALTS.   (E.) 
Inberg,  M.  V.  (U.  Turku  Dept.  Surg.,  Finland),  J. 
Ahonen  and  T.  M.  Scheinin.  Aata  Chir.    Soand. 
137(5):'»'*5-'4'»9,  1971. 

Eleven  dogs  were  studied  for  the  effects  of 
pyloroplasty  and  truncal  vagotomy  on  the  concen- 
trations of  taurocholate  and  taurodeoxycholate  in 
the  gallbladder  bile.   Group  I  (combined  truncal 
vagotomy  and  pyloroplasty)  and  Group  II  (pyloro- 
plasty, selective  gastric  vagotomy  and  truncal 
vagotomy)  showed  a  small  but  significant  decrease 
in  the  concentration  of  taurocholate  after 
truncal  vagotomy  and  pyloroplasty  but  a  pronounced 
decrease  in  the  concentration  of  taurodeoxycholate. 
Thus,  the  ratio  of  taurocholate  to  taurodeoxy- 
cholate was  increased  in  all  dogs  after  truncal 
vagotomy.   In  Group  II  the  operations  were  per- 
formed successively  and  the  increase  in  the 


10079 


BILE  SALTS  AND  LIPOLYSIS.  THE  INHIBITION 
OF  SPONTANEOUS  LIPOLYTIC  ACTIVITY  AND 

HORMONE  SENSITIVE  LIPASE.   (E.)   Storke,  A. 

(Charles  U.  Med.  Sch.,  Prague),  E.  Fabian  and  J. 

Fabianova.  Enzyme   12(3) :269-272,  1971. 

10080  COMPUTER  SIMULATION  AND  ANALYSIS  OF 
TRYPTOPHAN  METABOLISM  VIA  KYNURENINE 

PATHWAY  IN  LIVER.   (E.)   Heinmets,  F.  (U.S.  Army 
Natick  Lab.,  Mass.).  Corn-put.    Biol.   Med.    1(4): 
323-336,  1971. 

10081  VITAMIN  B12  CONTENT  IN  LIVER  TISSUE  AND 
IN  SERUM  FROM  VARIOUS  ANIMAL  SPECIES. 

(E.)   Hippe,  E.  (Glostrup  Hosp.,  Copenhagen, 
Denmark)  Comp.    Biochem.   Physiol.    W(1B)  :301-308. 
1971. 
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10082     STUDYOF  THE  RETICULIN  FIBERS  AND  THE 

LIVER  CELLS  DURING  HEPATIC  REGENERATION 
IN  DIVERSE  EXPERIMENTAL  CONDITIONS.   (Rum.) 
Preda,  V.  (Inst.  Med.  Pharm.  Cluj,  Rumania)  and 
0.  Craciun.  Cluo.   Med.    '*'t(2)  :363-369,  1971. 


10083     THE  PLASMA  CLEARANCE  AND  LIVER  UPTAKE 

OF  IRON  FROM  TRANSFERRIN  OF  LOW  AND 
HIGH  IRON  SATURATION.   (E.)   Fletcher,  J.  (Univ. 
Coll.  Hosp.  Med.  Sch.,  London).  Clin.    Soi.    ^1(5); 
395-'»02,  1971. 


10084     DESCRIPTION  OF  ANOMALOUS  E.S.R.  SIGNALS 

FROM  NORMAL  RABBIT  LIVER.   (E.) 
Hutchison,  J.  M.  S.  (U.  Aberdeen  Dept.  Med.  Physiol 
Scotland),  M.  A.  Foster  and  J.  R.  Mallard.  Phys. 
Med.   Biol.    IGC*)  :655-66l ,  1971. 


10085     THE  INFLUENCE  OF  PHYSICAL  STRESS  BEFORE 

AND  AFTER  SWIM  TRAINING  UPON  THE 
HEPATIC  TISSUE  AND  SERUM  ENZYME  VALUES  OF  RATS. 
(Ger.)   Mollmann,  H.  (U.  Munster  Med.  Sch.,  Ger- 
many), D.  Braun,  D.  Clasing  and  H.  Alfes. 
Pfluegers  Arah.    328('»)  :292-306,  1971. 


10086     CHOLESTEROL  PRODUCTION  IN  OBESITY. 

(E.)   Miettinen,  T.  A.  (U.  Helsinki 
3rd  Dept.  Med.).  Ciraulation   't'»(5)  :8'i2-852,  1971. 


10087     CRITICAL  CYTOPLASMIC  MASS  AND  THE 

INITIATION  OF  THE  PROLIFERATIVE  RESPONSE 
IN  THE  RAT  LIVER.   (E.)   Weinbren,  K.  (Univ.  Med. 
Sch.,  Nottingham,  England),  G.  A.  Stirling  and 
S.  L.  A.  Washington.  Br.    J.    Exp.   Pathol.    52(5): 
583-588,  1971. 


10088     BILIARY  ELIMINATION  OF  AFLATOXIN  Bl  BY 

THE  RAT.   (It.)   Scoppa,  P.  (CCR  Euratom, 
Ispra,  Italy),  E.  Marafante  and. L.  Rodichero. 
Boll.   Soa.   Ital.   Biol.   Sper.    ^(7(15-16)  :'(75-it77 
1971. 


10089     THE  MITOTIC  CYCLE  OF  HEPATOCYTES 

DIVIDING  AT  THE  BEGINNING  AND  END  OF 
THE  PROLIFERATION  PERIOD  IN  THE  REGENERATING 
LIVER  OF  MOUSE.   (Rus.)   Faktor,  V.  M.  (Inst. 
Developm.  Biol.,  Moscow).  Biull.   Eksp.   Biol. 
Med.    72(9): 97-99,  1971. 


10090     FEATURES  OF  POST  TOXIC  REPARATIVE 

REGENERATION  OF  THE  LIVER  OF  RATS  WITH 


INTACT  ADRENALS  AND  WITH  CORTICOSTEROID  DEFICIENCY. 
(Rus.)   lakobson,  G.  S.  (Cent.  Sci .  Res.  Lab., 
Novosibirsk,  USSR),  0,  A.  Gromova  and  S.  G. 
Dobrovolskaia.  Biull.    Eksp.    Biol.    Med.    72(7): 
95-99,  1971. 


10091      ISOLATION  OF  A  RETICULOCYTE  PROTEIN 

WHICH  SPECIFICALLY  INHIBITS  THE  CELL- 
FREE  SYNTHESIS  OF  LIVER  PROTEINS.   (E.)   Levy,  F. 
(Inst.  Molec.  Pathol.,  Paris),  L.  Tichonicky  and 
J.  Kruh.  Biochimie  53{S):(>7]-(>77,    1971. 


10092     CONTRIBUTION  OF  FLOATING  FAT  TRIGLYCERIDE 

AND  OF  LECITHIN  TOWARDS  FORMATION  OF 
SECRETORY  TRIGLYCERIDE  IN  PERFUSED  RAT  LIVER. 
(E.)   Bar  On,  H.  (Hadassah  U.  Hosp.,  Jerusalem), 
P.  S.  Rohelm,  0.  Stein  and  Y.  Stein.  Biochim. 
Biophys.   Acta   2^*8(1 ):  1-1 1 ,  1971. 


10093 


DISTRIBUTION  OF  CHYLOMICRON  CHOLESTERYL 
ESTER  BETWEEN  PARENCHYMAL  AND  KUPFFER 
CELLS  OF  RAT  LIVER.   (E.)   Nilsson,  A.  (Cornell 
Sch.  Nutr.,  Ithaca,  N.  Y.)  and  D.  B. 

it.  Biochim.   Biophys.   Acta   2^(8(1): 
1971. 


U.,  Grad. 
Zi  1 versmi 
137-1'(2, 


lOOg^t     IDENTIFICATION  OF  SOME  CONSTITUENTS  OF 

RAT  BILE  BY  MEANS  OF  THIN  LAYER 
CHROMATOGRAPHY.   (Pol.)   Obojska,  K.  (Lekow  Inst. 
Warsaw,  Poland),  Z.  Kolodynska,  W.  Wieniawski 
and  A.  Desperak  Naciazek.  Acta  Pol.    Pharm. 
28(3):3!1-317.  1971. 


10095     EXPERIMENTAL  LIVER  NECROSIS  IN  HYPOTHERMIA. 

INVESTIGATIONS  WITH  CARBON  TETRACHLORIDE 
AND  THIOACETAMIDE.   (Ger.)   Schlicht,  I.  (Free 
U.  Berlin  Med.  Clin.).   Z.  Gesamte  Exp.   Med. 
156(3):l83-19't,  1971. 


10096     EFFECT  OF  THE  ADRENAL  FUNCTION  ON  THE 

LEVEL  OF  HEPATIC  AND  EXTRAHEPATIC 
ARGINASE.   (E.)   Mimic  Oka,  J.  (Inst.  Biochem. , 
Belgrade,  Yugoslavia),  Z.  Cupic  and  I.  Japundzic. 
Acta  Med.    lugosl.    25(3) :267-272,  1971. 


10097     STUDIES  ON  BILIRUBIN  IN  AMNIOTIC  FLUID 

WITH  SPECIAL  REFERENCE  TO  LIVER  FUNCTION 
TESTS.   (E.)   Ojala,  A.  (U.  Oulu  Dept.  Obstet., 
Finland).  Acta  Obstet.    Gynecol.    Scand.    50(Supp1. 
10):l-72,  1971. 


A 


m 


10098 


TRANSFER  OF  INSULIN  INTO  THE  BILE  IN 


THE  RABBIT  IN  LATE  PREGNANCY.   (E.) 
Lopez  Quijada,  C.  (Gregorio  Maranon  Inst.,  Madrid), 
P.  M.  Goni  and  E.  Blazquez.  Acta  Diabet.    Lat. 
8(3): 469-478,  1971. 


See  also  numbers:   9894,  9912,  101 36,  IO56O,  10629 
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INHIBITION  OF  RAT  SMALL- INTESTINAL  a- 
(li>2)-FUC0SYLTRANSFERASE.   (E.)   Bella, 
Jr.  (VA  Hosp. ,  San  Francisco,  Calif.)  and 
S.  Kim.  Bioahem.   J.    125 (^) : 1 157-1 158,  '971. 


The  structural  requirements  for  the  inhibition  of 
an  a(l->2)  Fucosyl  transferase  that  transfers 
fucose  to  acceptors  having  a  terminal  B-galactosyl 
residue  (glycoproteins  and  oligosaccharides)  was 
studied.   The  product  of  the  reaction  (GDP)  was  a 
competitive  inhibitor.   Similar  inhibition  by 
GMP,  GTP,  and  GDP-mannose  suggested  that  the 
guanosine  moiety  might  attach  substrate  to  enzyme. 
Studies  of  pig  submaxillary  gland  mucin  revealed 
that  the  most  effective  inhibitor  of  the  enzyme 
was  GDP,  with  GMP  and  GTP  also  effective.   The 
presence  of  a  phosphate  residue  on  the  C-5'  of 
guanosine  seems  to  be  a  requirement  for  good 
inhibition  but  the  integrity  of  the  ribose  moiety 
was  not  necessary  for  inhibition.   The  inhibition 
was  diminished  also  by  removal  of  an  amino  group 
from  C-2  of  the  purine  ring  or  by  substitution 
with  a  hydroxyl  group  in  the  inosine  phosphate 
and  xanthine  phosphates.   The  inhibiting  ability 
of  the  purine  nucleotide  phosphates  was  completely 
abolished  by  substitution  of  the  hydroxyl  group 
on  C-6  with  an  amino  group.   These  results  indicate 
that  the  most  effective  inhibitor  requires  a  purine 
nucleotide  with  a  hydroxyl  group  on  C-6,  and  amino 
group  on  C-2,  and  a  covalently  linked  phosphate 
on  C-5'. 


lOIOO     SECRETIN:   A  LONG  PROGRESS  NOTE.   (E.) 
Hubel  ,  K.  A.  (U.  Iowa  Coll.  Med.,  Iowa 
City).  Gastvoenterology  i>l{l)  •.l\^-l^\  ,    1972. 

A  review  of  the  literature  (251  references).   In 
summary  the  author  discusses  the  effects  of 
physiological  levels  (1  CU/kg  or  less,  which 
causes  maximal  bicarbonate  secretion  by  the  human 
pancreas)  of  this  hormone  on  various  human  organ 
systems.   In  the  esophagus  there  is  a  reduction 
In  resting  and  gastri n-st imulated  pressure  of  the 
lower  esophageal  sphincter.   The  stomach  responds 
with  a  reduction  in  rate  of  emptying;  an  inhibition 
of  submaximal  acid  secretion;  and  secretion  of 
pepsin.   At  levels  higher  than  1  CU/kg,  there 
is  inhibition  of  maximal  acid  secretion.   In  the 
pancreas  there  is  an  increase  in  volume  and 
electrolyte  output;  increase  in  trypsin  output; 
and  an  increase  in  insulin  release  by  hyper- 
glycemia.  At  levels  greater  than  1  CU/kg  there 
is  a  release  of  insulin  by  i.v.  casein  hydrolysate. 
The  hepatic  response  is  an  increase  in  volume 
and  electrolyte  output  of  bile.   In  doses  of 
greater  than  1  CU/kg  this  hormone  augments  the 
contractile  response  of  the  gallbladder  to 
cholecystokinin.   The  intestine  responds  with  a 
decrease  in  duodenal  motility,  and  the  kidneys 
showed  increased  secretion  of  sodium,  water  and 
base.   In  the  lymphatics,  there  is  increased 
excretion  of  sodium,  base  and  lymph. 


10101     DIURETIC  ACT i ON  OF  SECRETIN  IN  DOG. 

(E.)   Barbezat,  G.  0.  (VA,  Los  Angeles, 
Calif.),  J.  I.  Isenberg  arid  M.  1.  Grossman. 
Ptoo.   Soa.   Exp.    Biol.   Med.    139(0:211-215,  1972. 

Mongrel  dogs  were  subjected  to  a  continuous  i.v. 
infusion  of  150  mM_  NaCl  at  a  rate  of  0.'4  ml/kg-min 
by  a  peristaltic  pump.   After  the  urinary  volume 
flow  stabilized  (usually  after  l-k   hr  of  infusion) 
two  baseline  30-min  urine  samples  were  collected, 
after  which  0.5  pg/kg-min  of"  either  pure  synthetic 
porcine  secretin  or  glucagon  was  added  to  the 
saline  infusion  for  a  30-min  period.   Urine 
volumes  were  increased  after  both  secretin  and 
glucagon.   Urinary  sodium  concentration  was  not 
affected  by  either  agent  while  urinary  sodium 
output  was  increased  by  both.   There  was  a 
delayed  (2-3  hr)  but  significant  rise  in  urinary 
potassium  concentration  after  secretin,  while  no 
significant  effect  was  seen  after  glucagon. 
Urinary  output  of  potassium  increased  significantly 
with  both  agents;  the  response  was  insignificantly 
greater  with  secretin  than  with  glucagon. 


10102     THE  RESPONSE  OF  THE  TOAD  INTESTINE  TO 

PROLONGED  STARVATION:   A  MORPHOLOGICAL, 
FUNCTIONAL  AND  METABOLIC  STUDY.   (E.)   P^rez-Gonzdlez, 
M.  (Venezuelan  Inst.  Sci .  Res.  Ctr.  Biophys.  Bio- 
chem.,  Caracas)  and  J.  W.  L.  Robinson.  Eur.    J. 
Clin.    Invest.    2(1): 15-22,  1971. 

Toads  maintained  for  several  months  without  solid 
food  were  emaciated  and  lethargic;  the  intestine 
lost  weight  at  a  greater  rate  than  the  whole 
animal.   In  autophagous  toads  the  percentage  of 
mucosa  in  the  intestinal  wall  fell  from  65.5  to 
3'».6%  during  the  process  of  starvation.   Histologi- 
cally there  was  striking  loss  in  villous  architec- 
ture; the  number  of  villi  in  30  cross  sections 
dropped  from  20  to  11.   There  was  also  a  thinning 
of  the  intestinal  wall  and  a  reduction  in  the 
ramifications  of  the  villi.   The  epithelial  cell 
mitotic  index  was  lower  and  the  number  of  vacuoles 
in  the  epithelial  layer  was  higher  in  autophagous 
toads.   Intestinal  absorption  of  5  mM  labeled  L- 
phenylalanine  dissolved  in  sodium-containing  and 
sodium-free  buffers  was  unimpaired.   Intestinal 
slices  of  autophagous  toads  have  a  lower  respiration 
rate  but  higher  glucose  consumption  than  those 
of  normal  animals. 

10103     SECRETIN  INDUCES  RENAL  BICARBONATE  LOSS 

IN  MAN:   (Fr.)   Oetliker?  0.  (U.  Berne 
Dept.  Pediatr.,  Switzerland),  B.  Hadorn,  A.  Chattas 
and  S.  M.  Schultz.  Avah.    Fr.    Mai.    App.    Dig. 
60(12,  Suppl.  '♦):309-3l6,  1971. 

During  renal  clearance  studies,  sodium  bicarbonate 
was  administered  by  i.v.  infusion  to  a  3-yr-old 
girl  with  glycogen  storage  disease,  a  5-yr-old 
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girl  with  congenital  adrenal  hyperplasia,  and  a 
7-yr-old  boy  with  focal  glomerulonephrosis.   At 
the  end  of  the  bicarbonate  titration  studies, 
secretin  was  added  to  the  infusate  for  A  to  6 
clearance  periods.   In  all  3  cases  plasma  bicar- 
bonate ceased  to  increase  after  the  secretin  was 
added  and  the  urinary  excretion  rate  of  bicarbonate 
was  increased  significantly,  as  was  the  rate  of 
the  excreted  fraction  of  filtered  sodium.   In  2 
of  3,  a  simultaneous  decrease  of  the  rate  of  renal 
excretion  of  the  hydrogen  ion,  in  the  form  of 
titratable  acid  plus  ammonium,  was  also  demon- 
strated.  It  was  concluded  that  the  decreased 
resorption  of  bicarbonate  may  have  resulted  from 
decreased  resorption  of  sodium,  leading  to  de- 
creased hydrogen  ion  secretion  all  along  the 
tubule;  or  that  secretin  may  have  inhibited  the 
sodium-hydrogen  ion  exchange  mechanism  in  the 
kidney  itself. 


the  value  of  f ructose-6-phosphate  in  a  synergistic 
manner.   High  concentrations  of  ATP  greatly 
increased  the  Km  value  for  f ructose-6-phosphate 
and  can  be  counteracted  by  the  presence  of  AMP, 
ADP,  Pi  and  NH/,''".  At  low  concentrations  of  ATP 
the  individual  effectors  decrease  the  concentration 
of  F6P  required  for  half  maxi/num  velocity  and 
when  the  effectors  are  present  together  the 
velocity  is  decreased  in  an  additive  manner.  A 
saturating  concentration  of  f ructose-6-phosphate 
(5  mfl)  has  the  maximum  velocity  of  the  reaction 
increased  3.3-fold  by  the  presence  of  0.3  mM-fJHi,'*'; 
with  0.5  mM  f ructose-6-phosphate  a  k.5   mM-NH/,"'' 
concentration  is  required  for  maximum  effect. 
The  other  effectors  do  not  change  the  reaction 
velocity.  The  mucosal  phosphof ructokinase  may 
be  uninhibited  by  ATP  under  aerobic  conditions 
and  thus  the  high  rate  of  glycolysis  and  lack  of 
the  Pasteur  effect  could  be  explained. 


lOlOA     DEVELOPMENTAL  ASPECTS  OF  URIDINE 

DIPHOSPHATE  GALACTOSE  4-EPIMERASE  IN 
RAT  INTESTINE.   (E.)  Weinstein,  A.  (Child.  Hosp., 
Philadelphia,  Pa.),  0.  Koldovsk^  and  S.  Segal. 
Bioahem.   J.    125  (4)  :935-9'»l ,  1971. 

The  Km  values  for  uridine  diphosphate  galactose 
A-epimerase  were  the  same  in  the  newborn  and 
adult  rat  (0.17  mM ) .   However,  the  enzyme  had  a 
Vmax  value  2-3  times  higher  in  the  adult  animal 
as  compared  to  the  newborn.   In  the  adult  no 
differences  in  epimerase  activity  was  noted  in 
the  lower  portion  of  the  villi  and  crypts.   In 
the  newborn,  epimerase  activity  began  to  rise  at 
17  days  of  age,  peaked  at  29  days,  then  plateaued 
at  adult  values.  A  reversal  of  epimerase  activity 
in  the  liver  as  compared  to  the  intestine  was 
noted  between  adult  and  newborn  rats.   Total 
epimerase  activity  was  2-5  times  higher  in  the 
liver  of  the  newborn  as  compared  to  total  in- 
testinal activity.   In  the  adult,  intestine 
epimerase  activity  was  3-'t  times  higher  than  total 
liver  activity.   Cortisone  caused  a  decrease  in 
epimerase  activity  in  rats  up  to  17  days  of  age, 
but  had  no  effect  after  17  days. 


10105     PROPERTIES  OF  PHOSPHOFRUCTOKINASE  FROM 

THE  MUCOSA  OF  RAT  JEJUNUM  AND  THEIR 
RELATION  TO  THE  LACK  OF  PASTEUR  EFFECT.   (E.) 
Tejwani,  G.  A.  (All  India  Inst.  Med.  Sci.,  New 
Delhi)  and  A.  Ramaiah.  Bioahem.    J.    125(2): 
507-51A,  1971. 

Phosphof ructokinase  of  jejunal  mucosa  in  the  rat 
is  not  inhibited  by  up  to  1.6  mM^ATP,  with  0.2 
mM  f ructose-6-phosphate  in  the  presence  of  NH+, 
Pi,  AMP,  and  ADP,  but  its  activity  is  almost 
zero  in  their  absence  or  in  the  presence  of  any 
one  of  them.  This  suggests  a  synergistic  action 
for  these  effectors  in  order  to  overcome  the 
inhibition  of  the  phosphof ructoki nase  reaction 
by  excess  ATP.   These  effectors  also  decrease 


10106     STUDIES  ON  HUMAN  INTESTINAL  IMMUNO- 
GLOBULIN A.   (E.)   Bull  ,  D.  M.  (Ohio 
State  U.  Coll.  Med.,  Columbus),  J.  Bienenstock 
and  T.  B.  Tomasi,  Jr.  Gastroenterology   60(3): 
370-380,  1971. 

Immunochemical  analysis  showed  that  immunoglobulin 
A  (igA)  in  intestinal  secretion  shared  immunologic 
characteristics  previously  described  for  salivary 
and  colostral  IgA.   Antigenic  determinants  were 
present  on  the  intestinal  IgA  molecule  which 
reacted  with  antisera  specific  for  secretory 
piece  derived  from  saliva  and  colostrum.   On  the 
other  hand,  reactions  of  Identity  with  colostral 
and  salivary  secretory  piece  were  observed  in 
antisera  made  specific  for  secretory  piece  of 
Intestinal  IgA.   Intestinal  fluid  IgA  was  dis- 
tributed In  both  the  IIS  and  7S  regions.   Following 
intestinal  perfusion  with  tissue  culture  media 
and  oxygenated  red  blood  cells,  IIS  (secretory) 
and  7S  (nonsecretory)  IgA  were  equally  distributed 
In  lumen  fluid,  whereas  a  high  proportion  (70-801) 
of  high-molecular  weight  IIS  IgA  waspresent  In 
the  venous  return.   Immunodiffusion  autoradiography 
demonstrated  the  incorporation  of  ^'^C-labeled 
amino  acids  into  secretory  piece  determinants  as 
well  as  into  7S  and  IIS  IgA,  and  large  amounts 
of  radioposi tive  nonsecretory  IgA  entered  the 
venous  phase  of  the  perfused  organs.   The  observa- 
tion that  one-third  of  the  IgA  content  of  intes- 
tinal secretion  was  nonsecretory  in  nature,  and 
was  devoid  of  the  antigenic  determinants  of 
secretory  piece,  may  be  a  reflection  of  the  normal 
loss  of  plasma  proteins,  including  immunoglobulins, 
in  the  Intestinal  tract  or  of  dissociation  of 
the  US  IgA  after  its  secretion. 


10107     EFFECT  OF  GLUCAGON  ON  GASTRIC  AND 

DUODENAL  SECRETION  IN  CHICKENS.   (E.) 
Kokas,  E.  (U.  North  Carolina  Sch.  Med.,  Chapel 
Hill),  S.  H.  Kaufman  and  J.  C.  Long.   Z.  Vergl. 
Physiol.    7'* Ci): 31 5-325,  1971. 
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10108     AGE-DEPENDENT  MODIFICATIONS  OF  PROTEIN 
SYNTHESIS  IN  SMALL  BOV/EL  RINGS.   (Ger.) 
Hellthaler,  G.  (Karl  Marx  U.,  Dept.  Clin.  Chem. , 
Leipzig,  Germany),  H.  Kohler  and  W.  Rotzsch.   Z. 
Altemsforsah.    lk{^)  :2h^-lhl ,    1971. 


10110     EXPERIMENTAL  STUDIES  ON  ALKALINE  PHOS- 
PHATASE ACTIVITY  IN  THE  SMALL  INTESTINAL 
MUCOSA  AFTER  VARIOUS  GASTROINTESTINAL  OPERATIONS. 
(Jap.)   Sagara,  Y.  (U.  Kagoshlma,  Sch.  Med., 
Japan).  Acta  Med.    (Fukuoka)    ill  (2)  :  101-120,  1971. 


10109 

RABBITS. 
Microbiol 
and  B.  S. 
1971. 


AMINO  ACID  COMPOSITION  OF  CECAL  CONTENTS 
AND  FECES  IN  GERMFREE  AND  CONVENTIONAL 
(E.)   Yoshida,  T.  (U.  Notre  Dame  Dept. 
Ind.),  J.  R.  Pleasants,  B.  S.  Reddy 
Wostmann.   J.  Nutr.    101  (10) :  li)23-l'*29, 


10111      EXPERIMENTAL  STUDIES  ON  LEUCINE  AMINO- 
PEPTIDASE  AND  GLYCYL  GLYCINE  D I  PEPTIDASE 
ACTIVITY  IN  THE  SMALL  INTESTINAL  MUCOSA  AFTER 
GASTRIC  OPERATIONS.   (Jap.)   Masuda,  Y.  (U. 
Kagoshima  Sch.  Med.,  Japan).  Aata  Med.    (Fukuoka) 
i4l(2):l-22,  1971. 


See  also  numbers:  9916,  9917,  9918,  9919.  9923,  9928,  9929.  lO^JOS 
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)0I12     CHANGES  IN  THE  MOUSE  INTESTINAL  MICRO- 
FLORA DURING  WEANING:   ROLE  OF  VOLATILE 
FATTY.  ACIDS.   (E.)   Lee,  A.  (U.  New  South  Wales 
Dept.  Med.  Microbiol.,  Sydney,  Australia)  and  E. 
Gemmell.  Infect.    Immun.    5(1): 1-7,  1972. 

The  influence  of  the  volatile  fatty  acids  on  the 
ecology  of  the  microflora  of  the  mouse  intestinal 
tract  was  studied  in  neonatal  mice,  germ-free 
mice  and  adult  specific  pathogen-free  mice 
treated  orally  with  penicillin.   While  no  butyric 
acid  was  found  in  the  intestine  of  very  young 
mice,  it  was  present  in  significant  amounts  when 
theanimals  were  12-14  days  old.   The  concentration 
rapidly  increased  to  reach  a  maximum  at  about  18 
days  of  age;  this  correlated  well  with  the 
appearance  of  fusiform  bacteria  in  high  numbers. 
Significant  amounts  of  acetic  acid  were  present 
at  7  days,  the  concentration  gradually  increasing 
to  a  maximum  at  about  day  16.   Propionic,  isobutyric, 
isovalenic  and  valenic  acids  all  appeared  at  about 
day  16  in  the  baby  mice,  and  reached  a  maximum 
concentration  in  a  short  time.   When  germ-free 
mice  were  placed  in  an  specific  pathogen-free 
rodent  colony,  the  gastrointestinal  tract  was 
colonized  with  bacteria  in  a  similar  fashion  to 
that  of  newborn  mice;  \_.e_.    col  i  form  bacteria 
established  in  very  high  numbers  initially  but 
then  declined  as  strictly  anaerobic  bacteria 
appeared  in  the  intestinal  content.   In  these 
animals,  the  appearance  of  significant  quantities 
of  acetic  and  butyric  acids  coincided  with  the 
decline  in  coliform  numbers.   Oral  administration 
of  penicillin  to  mice  eliminated  the  normal 
anaerobic  flora  and  was  followed  by  an  increase 
in  the  number  of  coliform  bacteria.   In  these 
animals,  only  acetic  acid  was  present  in  concen- 
trations comparable  to  the  control.   The  data 
suggest  that  the  fusiform  bacilli  are  responsible 
for  the  presence  of  the  volatile  acids  which 
exert  an  inhibitory  effect  on  the  coliform  bacteria. 

10113     I'+C-LABELED  AMINO  ACIDS  IN  THE  STUDY  OF 

ENDOGENOUS  NITROGEN  IN  THE  DIGESTIVE 
TRACTS  OF  HOLOXENIC  AND  AXENIC  RATS.   (Fr.) 
Combe,  E.  ( INRA  Metabol ,  Lab.,  Saint-Genes- 
Champanelle,  France).  C.    R.    Soa.    Biol.    (Paris) 
165(2) :289-295,  1971. 

Five-and-one-half  hr  after  i.p.  injection  of  a 
mixture  of  l'*C-labeled  lysine  and  glutamic  acid, 
radioactivity  had  peaked  in  the  contents  of  both 
the  small  intestine  and  the  cecum,  in  both 
holoxenic  and  axenic  rats.   In  holoxenic  rats,   - 
the  percentage  of  such  radioactivity  which  was 
contained  in  the  al cohol - i nsol uble  fraction  of 
each  was  more  than  751  and  601,  resp.   In  axenic 
rats,  80-901  of  the  total  activity  present  in 
intestinal  content  was  found  in  the  alcohol- 
soluble  fraction,  with  lysine  (the  only  free 
amino  acid  present)  accounting  for  ZOX   of  the 
total  and  the  remainder  consisting  of  glutamic 
acid  and  peptides.   Radioactivity  associated  with 


glutamic  acid  decreased  from  36^  of  the  total,  at 
3.5  hr  after  injection,  to  13^  at  16  hr;  that' 
associated  with  lysine  increased  proportionally, 
over  the  same  period  of  time,  while  the  percentage 
of  demonstrable  radioactivity  which  was  contained 
in  the  insoluble  fraction,  in  the  cecum,  increased 
from  10-20^  to  60|,  with  the  increase  consisting 
primarily  of  lysine  (60%)  and  aminated  sugars. 
It  is  concluded  that  the  marked  compounds  found 
in  the  insoluble  fraction  of  intestinal  content 
were  products  of  protein  synthesis  at  the  level 
of  intestinal  and  pancreatic  tissue;  that  those 
found  in  the  soluble  fraction  were  primarily 
products  of  digestion;  and  that  resorption  and 
transit  through  the  intestinal  wall  were  signifi- 
cantly slowed  in  axenic  rats.   It  is  also  con- 
cluded that  lysine  appeared  to  be  able  to  pass 
directly  through  the  intestinal  wall. 


101 U     THE  EFFECTS  OF  EXCESSIVE  BACTERIAL 

PROLIFERATION  ON  PROTEIN  METABOLISM  IN 
RATS  WITH  SELF-FILLING  JEJUNAL  SACS.   (E.) 
Miller,  B.  (Roy.  Postgrad.  Med.  Sch.,  London), 
R.  Mitchison,  S.  Tabaqchall  and  G,  Neale.  Eur. 
J.    Clin.    Invest.    2(l):23-31,  1971, 

Rats  with  surgically  created  self-filling  sacs 
of  jejunum  increased  weight  more  slowly  than 
controls  and  reached  a  maximum  weight  of  200  g 
(control  370  g) .   Blind  loop  animals  ingested  3% 
less  food  but  excreted  twice  as  much  fat  as  con- 
trols.  These  animals  excreted  120%  more  indican, 
30%  more  indoyl-3-acet ic  acid,  \Q%   more  amines, 
66%  more  hippuric  acid  and  130%  more  total  phenols; 
increased  urinary  excretion  of  these  bacterial 
degradation  products  was  significant  for  indican 
and  hippuric  acid.   Mean  bacterial  concentrations 
were  100  times  greater  throughout  the  small 
intestine,  due  principally  to  an  increased  number 
of  anaerobic  organisms.   This  was  associated 
with  deconjugation  and  dehydroxylat ion  of  bile 
acids.   Li  neomycin  was  more  effective  than  neomycin 
in  controlling  steatorrhea,  and  in  preventing 
the  deconjugation  and  dehydroxylat ion  of  bile 
acids.   Both  antibiotics  were  equally  effective 
in  reducing  the  excretion  of  bacterial  metabolites 
in  the  urine  of  blind  loop  animals. 


10115     ON  THE  AFFINITY  OF  3  DIFFERENT  STRAINS 

OF  BACTERIA,  INDIGENOUS  IN  INFANTS' 
INTESTINES,  TO  THE  MUCOSAL  EPITHELIAL  CELLS  OF 
THE  SMALL  INTESTINES  OF  WHITE  RAT  FETUSES.   (E.) 
tfemma,  N.  (Tokyo  Metropol.  Police  Hosp. ,  Japan), 
K.  I  soda  and  T.  Asaka.  Paediatr.    Univ.    Tokyo 
(l8):'45-56,  1970. 

Cells  of  the  mucosal  epithelial  second  layer  of 
the  small  intestines  of  white  rat  fetuses  were 
obtained  and  singly  cultivated  in  the  hanging 
drop  position  (with  hourly  changes  of  medium) 
and  in  the  standard  position  (with  no  change  of 
medium)  and  were  challenged  with  3  different 
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indigenous  intestinal  bacteria  (Bif.  bifidum  G9-1 , 
group  IV;  L.  acidophilus  KS  13;  i-  faecalis  129 
BIO  3B).   Affinity  of  the  bacteria  for  the 
epithelial  cells  was  greatest  with  Brf,  bifidum, 
least  with  L_.  acidophilus,  i-  acidophilus  grew 
aggresively  on  the  cells,  while  S_.  faecal  is  was 
somewhat  aggressive.  Within  6  hours,  Bi_f_.  bifidum 
seemed  to  stimulate  some  metabolism  of  the 
epithelial  cells.  The  criteria  used  to  assess 
affinity  of  bacteria  for  epithelial  cells  con- 
sisted of:   adhesion  to  the  cells;  proliferation 
on  the  surface  of  the  cells;  activation  of 
metabolism  of  the  cells;  non-invasion  into  the 
cells;  non-aggression  on  the  cells  within  10  hr. 

10116     EFFECTS  OF  PROTEIN  DEPLETION  ON  STRENGTH 

OF  COLONIC  ANASTOMOSES.   (E.)   Daly, 
J.  M.  (U.  Pennsylvania  Sch.  Med.,  Philadelphia), 
h'  M.  Vars  and  S.  J.  Dudrick,  Surg.    Gynecol. 
Obstet.    13M1):  15-21,  1972. 

All  protein-deprived  rats  lost  weight  throughout 
the  study  period,  whereas  controls  fed  complete 
diets  gained  weight  and  thrived.   Bursting  strengths 
of  the  anastomotic  segments  decreased  as  the  time 
interval  of  preoperative  protein  deprivation 
lengthened.   Rats  deprived  of  protein  for  only  1 
week  preoperatively  showed  a  mean  reduction  of 
171.   Rats  depleted  of  protein  for  6  weeks  lost 
26%'of  mean  body  weight,  had  a  2(>%   mean  reduction 
in  colonic  anastomosis  bursting  strength  and  a 
50^  lower  mean  total  circulating  serum  albumin. 
The  mean  bursting  strength  of  the  anastomosis  of 
a  normal  control  1  week  after  operation  was  25  mm 
Hg  greater  than  the  mean  bursting  strength  of  the 
unoperated  colon  in  protein-depleted  rats.   Histo- 
logic examination  showed  no  evidence  of  edema,  an 
indication  that  the  impaired  anastomotic  healing 
in  protein-depleted  rats  was  not  secondary  to 
anastomotic  edema  but  to  other  effects  of  protein 
depl et ion . 


10117     BONE  CHANGES  IN  DOGS,  FOLLOWING  SUBTOTAL 

GASTRECTOMY  AND  VARIOUS  RESECTIONS  OF 
THE  SMALL  INTESTINE.   (Ger.)   Kuhlencordt,  F. 
(Univ   1st  Med.  Clin.,  Hamburg,  Germany)  and  J. 
Jowsey.   Z.  Gesamte  Exp.   Med.    1 56 (2) : 87-103 .  1971. 

Irrespective  of  the  type  of  operation,  quantitative 
microradiographic  studies  of  the  skeletal  bones 
of  adult  dogs  showed  increased  resorption  after 
subtotal  gastrectomy,  jejunectomy,  ilectomy,  or 
resection  of  the  small  intestine.   Pups  who 
underwent  similar  surgery  showed  an  inconsistent 
pattern  in  this  respect.   Both  adults  and  pups 
showed  significantly  decreased  serum  phosphorus 
levels  throughout  a  6-month  postoperative  observa- 
tion period.   All  ilectomized  and  jejunectomi zed 
animals  showed  an  accompanying  decrease  of  serum 
calcium  levels;  all  gastrectomi zed  animals,  a 
transient,  postoperative  increase  of  serum  alkaline 
phosphatase.   The  phenomena  were  attributed  to 
induction  of  secondary  hyperparathyroidism,  which 
varied  in  degree  from  one  animal  to  another. 


10118     THE  ARTERIAL  SUPPLY  AND  VENOUS  DRAINAGE 

OF  THE  GALLBLADDER.  A  STUDY  OF  ONE 
HUNDRED  AUTOPSIES.   (E.)   Halvorsen,  J.  F.  (Gade 
Inst.,  Bergen,  Norway)  and  A.  0.  Myking. 
Chir.   Scand.    137(7) : 659-661*,  1971. 


Aota 


Arteries  and  veins  in  the  gallbladder  were 
visualized  by  injection  of  India  ink  into  the 
cystic  artery.  All  cases,  including  those  with 
disease  of  the  liver,  gallbladder  and  ducts  were 
included  unless  the  pathologic  process  interfered 
with  an  exact  dissection.  On  inspection,  the 
subserous  arterial  ramifications  and  gallbladder 
veins  and  the  liver  parenchyma  around  the  gall- 
bladder bed,  often  in  an  asymmetrical  manner, 
were  filled  with  ink.   India  ink  was  found  in 
branches  of  the  hepatic  and  portal  veins  associated 
with  the  parenchyma  under  the  gallbladder  bed. 
The  cystic  artery  arose  from  the  right  branch  of 
the  hepatic  artery  in  79^  of  the  cases;  from  the 
common  hepatic  artery  in  10°^  of  the  cases;^from 
the  left  branch  of  the  hepatic  artery  in  1%; 
from  the  point  of  division  of  the  hepatic  artery 
in  ]%;    from  the  gastroduodenal  artery  in  3%; 
from  the  short  branch  of  the  right  hepatic  in  ]%; 
and  it  arose  as  2  separate  cystic  arteries  from 
the  right  branch  of  the  hepatic  artery  in  3%. 
The  main  pattern  of  venous  drainage  had  smaller 
veins  coverging  into  2  or  3  larger  veins  on  the 
side  of  the  gallbladder  and  commonly  at  the 
fundus.   A  double  venous  drainage,  of  varying 
pattern,  was  noted  in  6  cases.  The  usually 
described  location  of  the  cystic  vein  was  present 
in  only  5  cases.  Venous  blood  normally  drained 
to  the  intrahepatic  branches  of  the  portal  vein. 

10119     THRESHOLD  DOSES  OF  2-DEOXY-D-GLUCOSE 

FOR  HYPERGLYCEMIA  AND  FEEDING  IN  RATS 
AND  MONKEYS.   (E.)   Smith,  G.  P.  (New  York  Hosp.- 
Cornell  Med.  Ctr.,  White  Plains),  J.  Gibbs,  A.  J. 
Strohmayer  and  P.  E.  Stokes.  Am.    J.    Physvol. 
222(l):77-8l,  1972. 

Food  intake  and  plasma  glucose  levels  were  measured 
after  injection  i .p.  of  2-deoxy-D-glucose  in  male 
albino  Sprague-Dawley  rats  and  male  rhesus  mon- 
keys (i.v.  infusion).   Glucose  analogue  dose  of 
greater  than  100  mg/kg  (the  threshold  dose  for 
hyperglycemia)  produced  a  significant  '"crease 
in  plasma  glucose  in  intact  rats  at  30  and  60 
min  after  i.p.  injection;  this  increase  was 
dose-dependent  over  the  range  of  \QQ-hOQ   mg/kg. 
The  response  to  100  mg/kg  at  both  30  and  60  mm 
was  abolished  by  prior  adrenalectomy.  There  was 
no  reliable  increase  in  food  intake  by  rats  at 
these  doses,  although  at  800  mg/kg  rats  ate  more 
over  a  5-hr  period.   In  monkeys  deprived  of  food 
for  2  hr,  the  threshold  dose  for  hyperglycemia 
after  i  v.  2-deoxy-D-glucose  was  80  mg/kg;  the 
response  was  dose-related  at  80-100  mg/kg.  The 
threshold  dose  for  feeding  was  320  mg/kg;  the 
response  was  not  reliable  at  80  mg/kg  and  i t  was 
not  dose-related.   In  both  animals  the  threshold 
dose  of  2-deoxy-D-glucose  that  elicited  hyper- 
glycemia is  less  than  25%   of  the  threshold  dose 
that  elicited  increased  food  intake. 
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10120     THE  ENTEROHEPATIC  CIRCULATION.   (E.) 

Dowling,  R.  H.  (Roy.  Postgrad.  Med. 
Sch.,  London).  Gastroenterology   62 (l ): 122-140, 
1972. 

The  normal  physiology  of  the  enterohepatic  cir- 
culation of  bile  salts  both  in  experimental 
animals  and  in  man  is  reviewed.  The  applied 
physiology  of  an  interrupted  enterohepatic  cir- 
culation is  discussed  in  detail  since  the  altered 
bile  salt  metabolism  of  patients  with  ileal  dys- 
function may  play  a  major  role  in  the  pathogenesis 
of  diarrhea,  renal  calculi,  and  gallstone  formation, 
from  which  ileectomy  patients  may  suffer.   The 
role  played  by  bile  salts  in  regulating  synthesis 
and  secretion  of  biliary  cholesterol  and  phospho- 
lipids is  mentioned.   The  liver  role  in  conjugating 
free  bile  salts  delivered'to  it  and  secreting 
bile  salts  into  the  bile  by  an  active  mechanism 
is  reported. 


10121  SALIVARY  ELECTROLYTE  CHANGES  DURING 
PREGNANCY.   I.   NORMAL  PREGNANCY.   (E.) 

Marder,  M.  Z.  (Columbia  U.  Sch,  Dent.  Oral  Surg., 
New  York,  N.  Y.),  S.  Worman  and  I.  D.  Mandel. 
Am.    J.    Obstet.    Gyneool.    1 12  (2)  :233-236 ,  1972. 

Antepartum  submaxillary  calcium  concentrations 
were  lower  than  the  concentrations  6  weeks  post- 
partum; parotid  calcium  concentrations  were  un- 
changed throughout  pregnancy.   No  significant 
changes  in  flow  rate  or  phosphate  concentration 
were  observed  for  either  gland  in  any  sampling 
period.   In  both  submaxillary  and  parotid,  sodium 
concentrations  were  lower  during  the  3  trimesters 
of  pregnancy  than  at  6  weeks  postpartum.   Potassium 
concentrations  in  submaxillary  and  parotid  secre- 
tions were  higher  during  pregnancy  than  at  6  weeks 
but  not  1-6  days  postpartum.   Variations  in 
salivary  electrolyte  response  to  the  endocrine 
changes  in  pregnancy  suggest  that  these  secretions 
may  be  potentially  useful  in  evaluating  endocrine 
changes . 

10122  ALKALINE  PHOSPHATASE  AND  D I SACCHAR I DASE 
ACTIVITIES  IN  THE  RAT  INTESTINE  FROM 

BIRTH  TO  WEANING.  I.  EFFECT  OF  DIET  ON  ENZYME 
DEVELOPMENT.  (E.)  Goldstein,  R.  (Shaare  Zedek 
Gen.  Hosp.,  Jerusalem),  T.  Klein,  S.  Freier  and 
J.  Menczel.  Am.    J.    Clin.    Nutr.    24 ( 10) : 1224-1 231 , 

The  factors  controlling  alkaline  phosphatase  and 
disaccharidase  activities  along  the  intestine 
during  the  suckling  and  weaning  periods  and  the 
correlation  of  these  enzymes  to  food  intake  was 
examined  in  Sabra  strain  rats.   Group  1,  suckled 
normally  and  weaned  on  Purina  Chow  at  the  normal 
time  of  weaning  (21st  to  22nd  day  of  life), 
showed  highest  alkaline  phosphatase  levels'in  the 
Ileum  for  the  suckling  rats  and  in  the  duodenum 
for  weaning  rats.   Lactase  activity  and  distribution, 
reached  adult  levels  after  18  or  19  days  and  was 
higher  in  the  ileum  than  duodenum  or  jejunum  during 
the  suckling  period.   Maltase  and  sucrase 


activities  were  lower  in  adults  and  when  lactase 
activity  decreased  as  weaning  approached,  maltase 
and  sucrase  began  to  increase,  being  higher  in 
the  duodenum  and  jejunum,  resp.   Group  2a  rats 
were  fed  a  lactose-free  diet  from  the  eighth  day 
of  life.   Most  animals  died  and  no  existing 
enzyme  changes  or  appearance  of  sucrase  activity 
was  observed  after  72  hr.   In  Group  2b  the 
lactose-free  diet  was  given  from  the  fifteenth 
day  of  life  and  the  animals  adapted  well,  exhibited 
the  enzymatic  changes  associated  with  weaning  2 
days  sooner  and  demonstrated  a  correlation  between 
increased  alkaline  phosphatase  in  the  duodenum 
and  increased  sucrase  activity.   Group  3  weaned 
on  goat's  milk  from  the  seventeenth  day  for  5 
days  and  no  effect  on  the  decreased  enzymatic 
activity  in  the  ileum  including  lactase  was 
observed.   Young  adult  rats  (Group  k)  ,    given 
goat's  milk  for  5  days,  showed  increased  duodenal 
alkaline  phosphatase  and  sucrase  and  jejunal 
lactase  and  sucrase  activities.   By  the  fifteenth 
day  of  life  both  diet  and  hormones  appear  involved 
in  the  enzymatic  activities  of  the  rat  intestine. 

10123     HEMOLYTIC  ANEMIA  AND  PANCREATIC  ACINAR 

ATROPHY  AND  FIBROSIS  CONDITIONED  BY 
"ELEMENTAL"  LIQUID  DIETS  AND  THE  ORDINARY  INTES- 
TINAL MICROFLORA.   (E.)   Levenson,  S.  M.  (Yeshiva 
U.  Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.), 
D.  Kan,  C.  Gruber,  L.  Crowley,  E.  R.  Jaffee,.  K. 
Nakao,  E.  F.  Geever  and  E.  Seifter.  Ann.    Surg. 
174(3): 469-510,  1971. 

Germ-free  and  conventional  rats  were  fed  so-called 
"elemental"  or  "space"  liquid  diets  to  investigate 
the  effect  of  the  normal  flora  on  mammalian 
metabolism  and  nutrition.   Conventional  animals 
of  several  strains  were  noted  to  develop  a  rapidly 
progressive  hemolytic  anemia.   This  anemia  re- 
sponded to  the  feeding  of  a  solid  supplement  of 
ultra-refined  protein  and  would  seem  to  indicate 
a  role  for  dietary  peptides.   Pancreatic  acinar 
rtrophy  and  fibrosis  and  the  development  of 
unusual  focal  metaplasia  were  also  noted.   Pan- 
creatic lesions  were  dependent  on  the  feeding  of 
certain  amino  acids  in  liquid  form  and  the  pre- 
sence of  certain  microbial  flora.  These  lesions 
may  be  due  to  factors  that  interfere  with  the 
processing  of  an  amino  acid  or  to  a  toxic  effect 
not  directly  related  to  the  metabolism  of  the 
essential  amino  acid.   Factor  G  activity  (Schwarz's 
growing  factor)  was  present  in  the  casein  hydroly- 
sate  and  not  present  in  the  amino  acid  supplement. 
The  solubillzed  chemical  nature  of  these  "elemental" 
diets  needs  to  be  defined  and  the  role  of  specific 
endogenous  microflora  explored. 


10124     ON  THE  ROLE  OF  NOREPINEPHRINE  IN  THE 
ANORECTIC  EFFECT  OF  D-AMPHETAM I NE  IN 
MICE.   (E.)   Abdallah,  A.  H.  (Dow  Chem.  Co., 
Zionsvllle,  Ind.).  Arah.    Int.    Pharmaaodyn.    Ther. 
192(0:72-77,  1971. 

alpha-Methyl  tyrosine  (64  mg/kg)  reduced  food 
intake  to  values  less  than  control  during  2-  and 
6-hr  intervals.   D-Amphetami ne  (4.6  mg/kg) 
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exerted  a  pronounced  anorectic  effect  and  the 
combined  effect  of  a-methyl tyrosine  and  d-amphet- 
amine  reduced  food  intake  significantly  less 
than  all  groups  during  2-  and  6-hr  intervals, 
demonstrating  an  additive  rather  than  antagonistic 
effect.   No  anorectic  effect  was  found  when  a- 
methyl tyrosine  was  reduced  to  32  mg/kg  and  pre- 
treatment  with  this  dose  of  o-methyl tyrosine 
neither  enhanced  nor  antagonized  the  anorectic 
effect  of  d-amphetamine.   At  16  mg/kg  a-methyl- 
tyrosine  showed  no  anorectic  activity  but  did 
antagonize  the  anorectic  effect  of  d-amphetamine. 
d-Amphetamine  exhibited  significant  anorectic 
activity,  but  failed  to  do  so  when  combined  with 
a-methyl tyrosine,  a-Methylmetatyrosine  (6'»  mg/kg) 
increased  food  intake  above  control  levels  and 
despite  its  hyperphagic  effect  if  failed  to  an- 
tagonize the  anorectic  effect  of  d-anphetamine. 
d-Amphetamine  alone  or  when  combined  with  a-methyl- 
metatyrosine,  reduced  food  intake  as  compared  to 
controls;  however,  there  was  no  difference  in 
anorexia  caused  by  d-amphetamine  administered  alone 
or  in  combination  with  a-methylmetatyrosine.   The 
monoamine  oxidase  inhibitor  pargyline  (32  mg/kg) 
elicited  no  anorectic  activity  and  pretreatment 
with  pargyline  did  not  potentiate  the  anorectic 
activity  of  d-amphetamine  during  2-  and  6-hr 
intervals.   The  anti -amphetamine  effects  of  a- 
methyl tyrosine  do  not  seem  related  to  the  degree 
of  norepinephrine  depletion  and  pargyline  appears 
to  have  no  effect  on  the  uptake  of  norepinephrine 
in  the  central  nervous  system. 


10125     ANAEi^OBIC  BACTERIA  ON  THE  MUCOSAL 

EPITHELIUM  OF  THE  MURINE  LARGE  BOWEL. 
(E.)   Savage,  D.  C.  (U.  Texas  Dept.  Microbiol., 
Austin),  J.  S.  McAllister  and  C.  P.  Davis.  Infect. 
Imrmn.    '4(4)  :'»92-502,  1971. 

Over  10^^  oxygen-intolerant  anaerobic  bacteria 
per  g  of  fresh  tissue  were  estimated  to  reside  in 
the  ceca  and  colons  in  adult  mice  from  *»  different 
colonies  (H/ICR,  CF-1,  CD-I,  Swiss)  widely  spaced 
in  the  U.S.   Most  of  these  microorganisms  were 
fusiform-shaped  bacteria  of  at  least  3  genera: 
Fusobacterium,  Eubacterium  and  Clostridium.   One 
or  more  of  these  tapered  rod-shaped  microorganisms 
can  be  seen  in  layers  on  the  epithelium  in  frozen- 
section  histological  preparations  of  mouse  colon. 
Spiral-shaped  microorganisms  can  also  be  found 
near  the  mucosal  epithelia  in  ultrathin  sections 
of  colon  and  in  negatively  stained  preparations 
of  washings  of  the  colonic  mucosal  epithelia 
examined  with  electron  microscopy.   Mice  from  3 
of  the  *♦  colonies  showed  at  least  3  types  of  spiral- 
shaped  organisms,  including  both  spiral-shaped 
bacteria  and  spirochetes.   Population  levels  for 
these  organisms  reached  values  of  10^  organisms 
per  g  of  cecum  or  colon.   One  anaerobic  spiral 
bacterium  isolated  in  pure  culture,  was  found  by 
immunofluorescence  to  be  intermingled  with  the 
fusiform-shaped  bacteria  in  the  mucin  on  the^ 
mucosal  epithelium  in  the  mouse  large  intestine. 

10126     STUDIES  ON  THE  EPITHELIAL  CELLS  ISOLATED 
FROM  GUINEA  PIG  SMALL  INTESTINE.   (EJ 


Evans,  E.  M.  (U.  Birmingham  Dept.  Biochem. ,  Eng- 
land), J.  M.  Wrigglesworth,  K.  Burdett  and 
W.  F.  R.  Pover.  J.    Cell  Biol.    51  (2)  :'»52-'»6'», 
1971. 

The  metabolism  of  the  intestinal  epithelium  was 
studied  using  sheets  of  mucosal  epithelial  cells 
isolated  from  guinea  pig  small  intestine  after 
incubation  with  EDTA.   When  the  sheets  were  dis- 
rupted the  cells  retained  their  normal  morphology 
for  up  to  k  \\r ,    but  when  the  sheets  were  left 
intact  they  retained  their  shape  for  Ih   hr  at 
room  temperature.   Respiration  which  was  constant 
for  up  to  h   hr  was  unaffected  by  the  addition  of 
calcium  or  bicarbonate  to  the  culture  medium  or 
by  changes  in  the  oxygen  tension  or  pH.   Cyanide 
and  iodoacetate  inhibited  respiration  and  changes 
in  the  extracellular  Na+iK"*"  ratio  caused  some 
variation.   The  activity  of  invertase  in  the  cell 
suspensions  was  sufficient  to  produce  many  times 
more  glucose  from  the  only  available  exogenous 
substrate,  sucrose,  than  would  be  required  to 
support  the  observed  rates  of  respiration.   Most 
of  the  LDH  leaving  the  cells  did  so  in  the  first 
2  hr;  after  5  hr  about  801  of  the  total  initial 
activity  was  still  retained.   The  rate  of  enzyme 
leakage  increased  if  cells  were  continually 
shaken,  when  cells  were  incubated  at  37°C  or  when 
they  were  gassed  continually  with  02:C02  (.35%'5%) . 
The  rate  of  leakage  into  the  extracellular  fluid 
was  minimal  when  the  Na+:K+  ratio  was  8:1. 

10127  ATYPICAL  COLLATERAL  SUPPLY  IN  OCCLUSION 
OF  THE  CELIAC  TRUNK.   (Ger.)   Linzbach, 

C.  (U.  Bonn  Radiol.  Clin.,  Germany),  L.  Beltz 
and  H.  Hunerbein.  Fortsahr.    Geb.   Roentgenstr. 
Nuklearmed.    1 1'»(6)  :8'49-852,  1971. 

10128  MECHANISM  OF  ABSORPTION  OF  ULTRASOUND 
IN  LIVER  TISSUE.   (E.)   Pauly,  H. 

(U.  Pennsylvania  Moore  Sch.  Electr.  Engin., 
Philadelphia)  and  H.  P.  Schwan.  J.   Aaoust.    Soa. 
Am.    50(2.  Pt.  2):692-699,  1971. 

10129  REGULATION  OF  CHOLESTEROL  METABOLISM 
IN  MAN.   (Nor.)   Nicolaysen,  R.  (Johan 

Throne  Hoists  Inst.,  Oslo,  Norway).  Nord.    Med. 
86  (29): 865-872,  1971. 

10130  EFFECTS  OF  DIETARY  CHOLESTEROL  ON  THE 
REGULATION  OF  TOTAL  BODY  CHOLESTEROL 

IN  MAN.   (E.)   Quintao,  E.  (Rockefeller  U.,  New 
York,  N.  Y.),  S.  M.  Grundy  and  E.  H.  Ahrens,  Jr. 
J.    Lipid.    Res.    12(2):233-2't7,  1971. 

10131  STUDIES  ON  NATURAL  GASTRIC  FLORA: 
SURVIVAL  OF  BACTERIA  IN  FASTING  HUMAN 

SUBJECTS.  (E.)  Franklin,  M.  A.  (McGill  U., 
Montreal,  Quebec,  Canada)  and  S.  C.  Skoryna. 
Cm.   Med.   Assoo.   J.    1 05  C*) :  380-386,  1971. 


10132     GAS  IN  THE  GASTROINTESTINAL  TRACT. 

(Ger.)   Leodolter,  I.  (Sophien  Hosp., 
Vienna).  Wien.    Klin.    Woahensahr.    83(38) :670-677, 
1971. 


See  also  number:   10815 
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10133     A  COMBINED  THIN  LAYER-GAS  CHROMATOGRAPHIC 

METHOD  FOR  THE  ANALYSIS  OF  FATTY-ACID- 
CONTAINING  STOOL  FRACTIONS.   (E.)   Matthys,  F. 
(State  U.  Ghent  Lab.  Gerontol.  Diet.  Nutr.  Res., 
Belgium),  A.  Christophe  and  G.  Verdonk.  Clin.'' 
Chim.   Aota   36(2) :3Al-350,  I972. 

The  method  described  enables  quantitative  deter- 
mination of  the  fatty  acid  pattern  in  feces  of 
the  total  lipids,  triglycerides,  partial  glycerides, 
sterol  esters  and  non-esteri f ied  fatty  acids. 
No  distinction  can  be  made  between  the  non-esteri- 
fied  fatty  acids  present  in  feces  as  acid,  as 
soluble  salt  (Na  and  K  soaps)  and  as  almost  in- 
soluble salt  (Ca  and  Mg  soaps).   After  extraction, 
fecal  lipids  are  separated  in  various  fractions  by 
thin-layer  chromatography.   The  fatty  acids  in 
each  fraction  are  converted  into  methyl  esters 
which  are  analyzed  by  gas  chromatography.   Using 
an  internal  standard  mixture  allows  the  quantitative 
determination  of  the  major  lipid  classes. 


1013^1     CANNULATION  OF  PAPILLA  OF  VATER  VIA 

FIBER-DUODENOSCOPE.   ASSESSMENT  OF 
RETROGRADE  CHOLANGIOPANCREATOGRAPHY  IN  60  PATIENTS. 
(E.)   Cotton,  P.  B.  (St.  Thomas's  Hosp.,  London), 
L.  H.  Blumgart,  G.  T.  Davies,  J.  W.  Pierce,  P.  R. 
Salmon,  R.  J.  Burwood,  B.  W.  Lawrie  and  A.  E. 
Read.  Lancet   1 (77^1) : 53-58,  1972. 

Subjects  consisted  of  patients  with  persistent 
jaundice  of  enigmatic  etiology  (30),  recurrent 
biliary  tract  problems  (17)  or  suspected  pan- 
creatic disease  (13),  all  of  whom  underwent 
endoscopy  with  the  Olympus  JFB  f iber-duodenoscope. 
After  passage  into  the  duodenal  bulb  and  aspiration 
of  duodenal  juice  a  silicone  preparation  was 
instilled  to  eliminate  frothing,  and  duodenal 
peristalsis  was  suppressed  with  i.v.  hyoscine-N- 
butyl  bromide.   The  scope  was  advanced  to  the 
superior  duodenal  angle  and  rotated  through  90- 
180°  to  bring  the  descending  duodenum  into  view. 
The  papilla  of  Vater  was  cannulated  by  maneuvering 
the  scope  tip  to  give  a  face-on  view  of  the  papilla, 
which  was  about  2  cm  distant.  .The  polyethylene 
cannula  was  flushed  clear  of  air  and  passed 
through  the  scope  and  contrast  medium  injected 
under  fluoroscopic  control.   The  descending 
duodenum  was  reached  in  all  cases;  the  papilla 
of  Vater  was  seen  in  5A  (90^)  and  cannulated  in 
kt\    (73%).   The  papilla  was  not  seen  in  k   with 
persistent  jaundice;  useful  information  was  ob- 
tained in  1  of  these  and  in  3  of  6  in  whom  the 
papilla  was  seen  but  not  cannulated.   Commonest 
findings  were  neoplastic  distortion  and/or  stric- 
tures and  gallstones.   Cannulation  was  successful 
in  12  of  17  with  recurrent  biliary  tract  symptoms. 
Pancreatograms  were  achieved  in  11  of  13  with 
suspected  pancreatic  disease  and  7  of  these  were 
normal,  including  that  of  a  patient  whose  barium 
meal  suggested  pancreatic  carcinoma.   Various 
anatomical  abnormalities  in  all  3  groups  are 
described. 


10135     THE  VALUE  OF  ARTERIOGRAPHY  IN  THE  STUDY 

OF  GASTROINTESTINAL  PATHOLOGY.   (BASED 
ON  kQ   CASES).   (Fr.)   Cosentino,  C.  (Antiquaille 
Hosp.,  Lyon,  France),  J.-L.  Bertrand  and  R. 
Brette.  J.   Med.    Lyon   52(l21/») :  II97-12I'*,  I971. 

A  discussion  concludes  that  arteriography  can  be 
of  value  in  the  localization  and  differential 
diagnosis  of  gastrointestinal  lesions  whose 
nature  or  site  is  uncertain  in  determining  the 
vascular  symptomatology  of  a  lesion  whose  nature 
and  site  are  already  known,  and  in  demonstrating 
the  existence  of  lesions  which  cannot  be  confirmed 
by  other  methods.   When  splenoportography  is 
contra-indicated  or  has  been  unsuccessful,  arterio- 
portography  is  recommended  as  an  alternate 
technique.   Angiography  is  recommended  in  the 
search  for  metastases  (particularly,  hepatic 
metastases),  and  as  a  pre-operat i ve  measure  to 
determine  the  extent  of  a  known  neoplasm.   Note 
is  made  that  angiographic  studies  should  involve 
the  venous,  as  well  as  the  arterial,  supply. 

10136     DETERMINATION  OF  GLYCOGEN,  LIPIDS  AND 

PROTEINS  IN  HEPATIC  NEEDLE  BIOPSY. 
(E.)   Brixovl,  E.  (Comenius  U.  Sch.  Med., 
Bratislava,  Czechoslovakia)  and  V.  Dzurikovl. 
Clin.    Chim.   Aota   36(2)  :5A3-5'48,  1972. 

Methods  are  described  for  glycogen,  esterified 
fatty  acids,  lipid  phosphorus  triglycerides, 
total  protein  and  non-collagen  nitrogen  determina- 
tion in  a  single  sample  of  human  liver  biopsy. 
Human  liver  biopsy  specimens  weighing  20-25  mg 
may  be  obtained  by  the  Menghini  or  Vim  Silverman 
needle.   The  cylinder  is  divided  and  parts  rapidly 
weighed: ^  2  mg  for  glycogen,  5-10  mg  for  esterified 
fatty  acids,  lipid  phosphorus  and  total  protein 
determination,  5  mg  for  triglycerides  and  1-1.5 
mg  for  non-collagen  nitrogen  determinations. 
The  rest  of  the  tissue  can  be  used  for  histologic 
examination. 


10137     HYDROLYSIS  OF  A  WATER- I NSOLUBLE  SUB- 
STRATE INCORPORATED  INTO  SOL  IDF  I  ED 
MEDIUM  BY  THE  ENZYME  cx-AMYLASE  CONTAINED  IN 
NORMAL  HUMAN  BLOOD,  SERUM  AND  PLASMA.   (E.) 
Ceska,  M.  (Pharmacia  AB,  Uppsala,  Sweden).  Clin. 
Chim.   Acta   36(2)  :'»53-'t6l  ,  1972. 

Water-soluble  synthetic  blue  starch  polymer 
incorporated  into  solidified  agar  medium  was 
hydrolyzed  by  enzyme  a-amylase  present  in  human 
blood,  serum  and  plasma.   Where  hydrolysis 
occurred,  a  transparent  circular  area  formed, 
the  diameter  of  which  was  related  to  a-amylase 
activity.   The  size  of  the  transparent  circular 
area  increased  with  increasing  time  of  incubation 
and  temperature,  and  the  diameter  of  the  area 
decreased  with  increasing  dilution  of  blood, 
serum  and  plasma,  the  latter  dependence  holding 
for  long  incubation  times.   Using  the  same  volume 
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of  sample,  a-amylase  activity  of  fresli  blood  was 
lower  than  that  of  plasma  or  serum.  This  technique 
is  the  only  one  known  which  presents  the  measure- 
ments of  a-amylase  activity  in  whole  blood. 


10138     A  COMPARISON  OF  CLINICAL  MEASUREMENTS 

OF  GASTROESOPHAGEAL  REFLUX.   (E.) 
Benz,  L.  J.  (Johns  Hopkins  Hosp.,  Baltimore,  Md.), 
L.  a!  Hootkin,  S.  Margulies,  M.  W.  Donner,  R.  T. 
Cauthorne  and  T.  R.  Hendrix.  Gastroenterology 
62(l):l-!3,  l'J72. 

Studies  vjcre  performed  on  subjects  with  (29)  and 
without  (21)  symptoms  of  gastroesophageal  reflux. 
All  2'J  synptoriatic  subjects  had  a  positive  acid 
perfusion  test;  26  were  shown  by  pH  probe  to  re- 
flux acid  into  the  esophagus  and  15  of  these  had 
free  reflux.   An  abnormally  low  (less  than  'J. 5 
mm  Hg)  resting  lower  esophageal  sphincter  pressure 
was  noted  in  Ik.      A  positive  acid  barium  swallow 
was  found  in  19,  an  indeterminate  result  in  6, 
A  negative  acid  perfusion  test  was  seen  in  18  of 
■  the  21  symptomatic  patients.   Only  1  had  demon- 
strable reflux  of  acid  and  in  only  U   was  the 
resting  lower  esophageal  sphincter  pressure 
abnormally  low.   The  acid  barium  swallow  was 
negative  in  8  and  indeterminate  in  5-  The  correla- 
tion of  acid  perfusion,  acid  reflux,  sphincter 
pressure  and  acid  barium  swallow  and  determinate 
studies  (patients  with  normal  neutral  barium 
swallow)  in  symptomatic  patients  were  lOOl,  30%, 
831  60^  and  83^,  resp,  while  in  asymptomatic 
patients  they  were  86^0,  35%,    81°^,  381  and  5Q%, 
resp.   The  mean  sphincter  length  did  not  differ 
between  symptomatic  (2.8  cm)  and  asymptomatic 
(3.1  cm)  patients.   Of  27  patients  (26  symptomatic) 
with  evidence  of  reflux  by  pH  probe,  16  (13 
symptomatic)  had  reflux  by  radiographic  examination; 
X-ray  reflux  was  seen  in  3  of  23  who  did  not 
show  reflux  by  pH  probe. 

10139     THE  ESOPHAGOGRAM  IN  THE  USUAL  ROEUTGENO- 

GRAPHIC  PICTURE  OF  THE  CHEST.   (Ger.) 
Gurdan.  H.  (U.  Er 1 angen-IJuremberg  Polyclin., 
Germany)  and  J.  Schmidt. 
217-22't,  1971. 


Internist.   Prax.    11(2): 


101  (40     HENGHINI'S  TECHNIQUE  OF  PERCUTANEOUS 

LIVER  BIOPSY.   (Ger.)   Lindner,  H. 
(ORK  Hosp.,  Hamburg,  Germany).  Dtsoh.    Med. 
Woahenschr.    96  C^S) : 1766-1 770 ,  1971. 

10141     DIAGNOSTIC  VALUE  OF  INVESTIGATION  OF 

PROTEINS  OF  THE  MUCOSA  TUMORS  AND  GAS- 
TRIC JUICE  IN  PATIENTS  WITH  CANCER  OF  THE  STOMACH, 
(Rus.)   Kalinovskii,  V.  P.  (N.N.  Petrov  Res. 
Inst.  Oncol.,  Leningrad,  USSR),  N.  M.  Smirnov 
and  V.  F.  Sukharev.  Vopr.    Onkol.    17(5):30-39, 
1971. 

101*42     TEN  YEARS  OF  PERORAL  BIOPSY  OF  THE 
SHALL  INTESTINE  IN  OUTPATIENTS. 


(Ger.)   Ammann,  R.  (Univ.  Med.  Polyclin., 
Zurich,  Switzerland).  SaJweiz.    Med.    Woahenschr. 
10l(27):100i»-1008,  1971. 

101  A3     DETERMINATION  OF  THE  SERUM  TRANSAMINASES 

IN  EXPERIMENTAL  INFARCTS  OF  THE 
INTESTINE.   (Sp.)   Perez  Roura,  N.  E.  (Natl'.  U. 
Sch.  Med.  Sci  .  ,  Cordoba,  Argentina),  J.  R. 
Salazar  and  C.  B.  Villalba.  Rev.    Asoo.    Bioqmm. 
Argent.    36 (192-193) :26-28,  1971. 

\^\kk  THE  OBSERVATIONS  ON  THE  SIMULTANEOUS 

USE  OF  JIRGL'S  TEST  AND  IRON  CITRATE 
REACTION  IN  DIFFERENTIAL  DIAGNOSIS  OF  JAUNDICE. 
(It.)   Biagi,  M.  (United  Hosp.,  Naples,  Italy), 
D.  Lampasi'and  L.  Saldutti.  Raes.    Int.    Clin. 
Ter.    51  (1**):  875-892,  1971. 


lOlitS 


AN  IMPROVED  RIGID  CHOLEDOCHOSCOPE . 

(E.)  Shore,  J.  M.  (Cedars  of  Lebanon 
Hosp.,  Los  Angeles,  Calif.),  L.  Morgenstern  and 
G.  Berci.  Am'.    J.    Surg.    1 22  C*) :  567-568  ,  1971. 


101 '46     BARIUM  ENEMA  EXAMINATION  USING  AN 

ELECTRONIC  TECHNIQUE.   A  PRELIMINARY 
REPORT.   (E.)   Clark,  K.  (Roy.  Infirm.,  Glasgow, 
Scotland).  Br.   J.   Radiol.    ^lA (528)  =970-972 ,  1971 


101't7 


ANGIOGRAPHIC  PICTURES  IN  STENOSES  OF 
THE  ARTERIES  OF  THE  DIGESTIVE  TRACT. 
(Fr.)   Tongio,  J.  (Civil  Hosp.,  Strasbourg, 
France)   P.  Beeckman,  R.  Kieny  and  P.  Warter. 
J.    Beige  Radiol.    5'*(5)  :639-6'49 ,  1971. 


lOUS  GASTROCAMERA  EXAMINATION  OF  THE  PYLORUS 
AND  PREPYLORIC  AREA.  (Jap.)  Kuramata, 
H.  (Seijin  Byo  Ctr!,  Kanagawa  .Japan)  ^  ^F.  Unayama^ 
and  S.  Eto. 
1971. 


Stomach  Intest.    (Tokyo)   6(8) : 1015-1025, 


101't9     INVESTIGATION  OF  THE  SERUM  LEVEL  OF 

GUANIDINE  ACETATE  METHYLTRANSFERASE  IN 
VARIOUS  DISEASES  OF  THE  HEPATOBILIARY  PANCREATIC 
SYSTEM.   (Rus.)   Karelin,  A.  A.,  E.  P.  Guseva 
and  S.  R.  Mardashev.  Sov.    Med.    3'»(5) :  18-23,  1971. 


10150 


THE  ANGIOGRAPHIC  PICTURE  OF  THE" 
INFLAMMATORY  OMENTAL  TUMOR  AND  OTHER 
PROCESSES  INVOLVING  THE  OMENTUM.   (Ger.)   Benko, 
G   (Univ.  Radiol.,  Clin.,  Pecs,  Hungary). 
Roentgenblatter   2/4  (6) :  289-292,  1971. 


10151      IDENTIFYING  THE  CAUSE  OF  GASTROINTESTINAL 

BLEEDING.   (E.)   Anonymous.  Lancet 
2(7721)  :')15-'»16,  1971. 
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10152 

and  T. 
1971. 


MANOMETRIC  CHOLANGIOGRAPHY:   EXPERIENCE 
IN  90  PATIENTS.   (E.)   Hopton,  D. 
White.  Northwest  Med.    70  (10)  :692-69'4, 


10155     PERCUTANEOUS  TRANSHEPATIC  CHOLANGIOGRAPHY. 

(E.)   Venkataraman,  M.  S.  (Govt.  Gen. 
Hosp.,  Madras,  India)  and  M.  G.  Varadarajan. 
Medisaope   1^4(3) :  1 13-122,  1971. 


10153     PERITONEOSCOPY,  (WITH  SPECIAL  REFERENCE 

TO  CIRRHOSIS,  TUBERCULOUS  PERITONITIS 
AND  PERITONEOSCOPIC  CHOLECYSTOGRAPHY).   (E.) 
Antia,  F.  P.  (BYL  Nair  Charity  Hosp.,  Bombay, 
India),  H.  G.  Desai  and  C.  K.  Deshpande.  Indian 
Praat.    Zk{]} :h]-h8,    1971. 


10156     ASSOCIATION  OF  LOW  SERUM  MAGNESIUM 

CONCENTRATION  WITH  SEVERITY  OF  GASTRO- 
INTESTINAL SYMPTOMATOLOGY  IN  THE  IRRADIATED 
PATIENT.   (E.)   Tansy,  M.  F.  (Temple  U.  Health 
Sci.  Ctr.,  Philadelphia,  Pa.),  F.  M.  Hichini, 
H.  W.  Baker  and  J.  Chrzyanowski .  J.    Surg.    Res. 
11 (5):213-216,  1971. 


1015^*     COMBINED  HYPOTONIC  DUODENOGRAPHY  AND 

SCINTIGRAPHY  FOR  EXAMINATION  OF  THE 
PANCREAS  IN  CHILDREN.   (it.)   Randaccio,  M. 
(Univ.  Turin  Pediatr.  Clin.,  Italy),  A.  Balocco, 
M.  M.  Mauri  and  D.  Bacolla.  Minerva  Pediatr. 
23(24): 1061-1064,  1971. 


10157     DIAGNOSTIC  ACCURACY  OF  X-RAY  TV  IN- 
DIRECT ROENTGENOGRAPHY  OF  THE  STOMACH 
WITH  EIGHTEEN  FILMS.   (Jap.)   Watanabe,  N. 
(Kyushu  U.,  Sch.  Med.,  Fukuoka,  Japan).  Nippon 
Igaku  Hoshasen' Gakkai   Zasshi    (Nippon  Acta  Radiol.) 
31 (3):286-306,  1971. 


See  also  numbers:   10003,10009,10170,10222,10232,10242,10274,10330.10502   10533   10534   10^46 
10557,  10574,  10578,  10608,  IO617,  IO63I,  10669!  IO868  '  ^  ' 
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10158     ESOPHAGEAL  HIATUS  HERNIA  AND  MENTAL 

RETARDATION:   LIFE-THREATENING  POST- 
OPERATIVE METABOLIC  ACIDOSIS  AND  POTASSIUM  DEFICI- 
ENCY LINKED  WITH  A  NEW  INBORN  ERROR  OF  NITROGEN 
METABOLISM.   (E.)   Kluge,  T.  (Univ.  Hosp. ,  Oslo, 
Norway),  H.  C.  B«5rresen,  E.  Jellum,  0.  Stokke,  L. 
Eldjarn  and  B.  Fretheim.  Surgery   71  (l ) :  IQit-lOS, 
1972. 

A  case  is  reported  of  an  l8-yr-old  mentally 
retarded  male  who  developed  large  hiatal  hernia 
and  esophagi tis  at  l6  yr  of  age.   He  became  re- 
fractory to  conservative  management,  developing 
hematemesis  and  mediastinal  pain.   On  admission 
he  seemed  in  an  adequate  nutritional  state  and 
laboratory  tests  were  essentially  normal  with  a 
blood  bicarbonate  of  l6  and  a  base  excess  of  -10. 
Surgery  through  a  left  thoracotomy  revealed  a 
large  sliding  hernia  with  severe  peri -esophag i t i s 
and  extensive  fibrosis  of  the  posterior  mediastinum, 
A  modified  Allison  procedure  was  supplemented 
with  a  transdiaphragmatic  gastropexy  because  of 
crural  weakness.   Nasogastric  suction  was  per- 
formed during  the  initial  postoperative  period. 
His  first  postoperative  week  was  uneventful,  but 
from  the  tenth  day  onward  he  deteriorated  rapidly 
with  drowsiness,  confusion  and  acidotic  respiration. 
Arterial  blood  gases  confirmed  a  severe  metabolic 
acidosis  of  questioned  etiology;  on  day  12  his 
pH  was  7.2  and  base  excess  was  -20.   With  exacerba- 
tions and  remissions  this  condition  persisted 
for  2  weeks,  requiring  daily  infusions  of  '450- 
600  mEq  sodium  bicarbonate.   His  postoperative 
kaliuresis  and  hypokalemia  (1.6  mEq/1iter)  required 
daily  replacement  with  200-300  mEq.   This  acidosis 
could  not  be  explained  on  a  renal  basis.   Post- 
operatively he  received  a  mean  daily  nitrogen 
Intake  of  8.8  g  as  a  balanced  synthetic  amino 
acid  solution.   There  was  no  relation  between 
nitrogen  supply  and  degree  of  acidosis.   A 
spontaneous  reversal  of  the  metabolic  acidosis  on 
days  23  and  2k   was  accompanied  by  a  marked  drop 
In  the  production  of  pyroglutamic  acid.   By  day 
35  he  was  in  his  usual  premorbid  state.   Follow-up 
studies  revealed  a  persistence  of  abnormally 
high  levels  of  glutamic  acid  derivatives  in  the 
serum.   Other  than  occasional  vomiting  he  was 
gastrointestinal ly  asymptomatic.   Two  yr  later, 
an  upper  respiratory  infection  was  accompanied  by 
a  severe  metabolic  acidosis  which  required  i .v. 
bicarbonate  for  3  days. 

10159     ESOPHAGOPLASTY  WITH  REVERSED  GASTRIC 

TUBE.   REVIEW  OF  FIFTY-THREE  CASES. 
(E  )   Heimlich,  H.  J.  (Jewish  Hosp.,  Cincinnati, 
Ohio).  Am.   J.    Surg.    123(1 ) :80-92,  1972. 

A  reversed  gastric  tube  operation  was  performed 
in  53  patients  over  a  period  of  15  yr.   The 
reversed  gastric  tube  was  anastomosed  to  the 
cervical  esophagus  in  A2  patients;  in  8  patients 
with  carcinomatous  involvement  of  the  cervical 
esophagus,  6  of  whom  had  tracheostomy,  and  in  1 


patient  with  lye  stricture,  the  reversed  tube 
was  anastomosed  to  the  pharynx.   Fifty  of  53 
patients  recovered  from  the  operation  and  ^47  ate 
a  regular  diet.   Thirty-two  patients  died  of 
unrelated  causes  (pulmonary  complications, 
metastatic  carcinoma)  after  surviving  from  1 
month  to  3-5  yr  after  the  procedure.   There  were 
3  deaths  at  3,  5  and  1 1  days  postoperatively,  a 
mortality  of  5.7^.   Two  frequent  complications 
were  8  salivary  fistulas  at  the  cervical  esophago- 
gastric anastomosis  and  a  narrowly  constructed 
cervical  anastomosis  in  9  patients.   The  reversed 
gastric  tube  operation  can  be  used  for  benign 
diseases  (stricture,  obstruction),  esophagitis, 
lye  stricture,  congenital  lesions  (atresia), _ 
esophageal  varices  and  carcinoma  of  the  cervical 
esophagus.   Replacement  of  the  esophagus  using 
the  patient's  own  stomach  avoids  the  immunity 
reaction  that  causes  rejection  of  transplants. 
Furthermore,  the  reversed  gastric  tube,  when  used 
in  children,  grows  at  a  normal  rate. 

10160     EROSION  AS  THE  PRESENTING  SYMPTOM  IN 
HIATUS  HERNIA.   A  CASE  REPORT.   (E.) 
Howden,  G.  F.  (U.  Bristol  Dent.  Sch.,  England). 
Br.    Dent.   J.    131  (10)  :it55-'*66 ,  1971. 

A  50-yr-old  male  patient  complained  of  right 
lower  quadrant  (mouth)  pain  brought  on  by  hot, 
cold  and  sweet  foodstuffs.   Indications  of 
gross  erosion  were  seen  in  the  21/12  where  the 
crowns  were  greatly  reduced  in  size,  and  on  the 
lower  posterior  molars  and  premolars  where  there 
was  a  loss  of  occlusal  enamel.   The  case  presented 
a  good  example  of  the  effects  of  acid  regurgitation 
on  enamel  with  subsequent  loss  of  dentine  by, 
abrasion,  producing  a  loss  of  vertical  height 
which  could  only  be  treated  by  crowning.   The 
cause  of  the  erosion  was  regurgitation  for  a 
period  of  over  2  yr. 

10161     THE  RESULTS  OF  SHUNT  OPERATION  FOR 

BLEEDING  VARICES  DUE  TO  INTRAHEPATIC 
OBSTRUCTION.   (E.)   Graham,  K.  J.  (Green  Lane 
Hosp.,  Auckland,  N.  Z.),  B.  G.  Barratt-Boyes  and 
D.  S.  Cole.  Surg.   Gynecol.    Obstet.    134(1): 
i»7-50,  1972. 

Portosystemic  shunt  was  carried  out  on  k6   patients 
with  esophageal  varices  secondary  to  intrahepatic 
obstruction.   Among  36  nonemergency  procedures, 
there  were  no  hospital  deaths,  and  of  12  emergency 
shunts  performed  to  halt  continued  massive 
bleeding,  there  were  2  hospital  deaths.   Pre- 
operative liver  damage  was  moderate  in  2t  and 
severe  in  9  patients.   Of  8  patients  in  late    _ 
postoperative  encephalopathy,  U   died  from  hepatic 
failure  within  1  yr.   Hepatic  failure  wasthe 
most  common  cause  of  late  death  in  26  patients 
with  recurrent  variceal  bleeding  occurring  in 
only  1  patient  treated  with  a  splenorenal  shunt. 
Long-term  survival  was  worse  in  patients  who  had 
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an  emergency  procedure  and  in  those  with  important 
liver  impairment.   Portocaval  shunt  is  preferred 
to  routine  splenorenal  shunt  because  it  offers 
reliable  portal  decompression  with  a  low  risk  of 
recurrent  bleeding.   The  shunt  is  preferable  as 
an  emergency  procedure  to  control  massive  bleeding. 


10162     A  SEARCH  FOR  NITROSAMINES  IN  EAST 

AFRICAL  SPIRIT  SAMPLES  FROM  AREAS  OF 
VARYING  OESOPHAGEAL  CANCER  FREQUENCY.   (E.) 
Col  lis,  C.  H.  (Guy's  Hosp.  Med.  Sch.,  London), 
P.  J.  Cook,  J.  F,  Foreman  and  J.  F.  Palframan. 
Gut   12(12):1015-1018,  1971. 

Samples  of  alcoholic  drinks  were  collected  from  a 
range  of  areas  of  East  Africa  where  cancer  of  the 
esophagus  occurs  with  moderate  and  low  frequency 
and  analyzed  for  the  presence  of  nitrosamines  by 
polarography,  gas  chromatography  and  mass  spectro- 
metry.  There  was  no  evidence  by  gas  chromatography 
for  the  presence  of  methylethyl ni trosamine , 
diethylnitrosamine,  dipropylni trosamine,  ethyl- 
butyl  ni  trosamine,  dibutylni trosami ne,  or  N-nitroso- 
piperidine.   Traces  of  compounds  with  a  retention 
time  similar  to  dimethylni trosami ne  were  found, 
but  mass  spectrometric  analysis  revealed  no 
evidence  of  dimethyl ni trosami nes.   There  was  no 
apparent  association  between  the  gas  chromatographic 
and  polarographic  results  and  no  association 
between  the  levels  of  unknown  constituents  indi- 
cated by  the  two  methods  and  the  occurrence  of 
cancer  of  the  esophagus,   Polarography  proved  to 
be  too  unspecific  to  be  useful  as  an  indicator  of 
ni  trosamines. 


10163     RECONSTRUCTION  OF  THE  ESOPHAGUS  WITHOUT 

COLON  TRANSPLANTATION  IN  CASES  OF 
ATRESIA.   (E.)   Rehbein,  F.  (Pediatr.  Surg.  Hosp., 
Bremen,  Germany)  and  H.  Schweder.  J.   Pediatr. 
Surg.    6(6):7A6-752,  1971. 

Ten  children  with  esophageal  atresia  in  which 
there  was  a  large  gap  between  the  2  segments  and 
who  underwent  reconstruction  without  colon  trans- 
plantation are  reported.   In  7  cases  a  direct 
anastomosis  could  be  performed  after  elongation 
of  the  proximal  segment  by  bouginage.   In  the 
other  3  cases,  a  gap  of  1.5-2  cm  remained  after 
bouginage  and  mobilization  of  the  2  segments. 
This  gap  was  bridged  with  a  silver  prosthesis  in 
1  case,  the  intervening  tissue  was  crushed  by 
means  of  2  silver  olives  in  another  case,  and  in 
the  third  case,  a  canal,  which  could  be  dilated, 
formed  around  a  Perlon  thread.   The  data  indicate 
that  if  by  bouginage  and  subsequent  mobilization 
during  operation,  the  segments  can  be  brought 
within  2  cm  of  each  other,  a  transplant  is  no 
longer  necessary. 


1016A     EVALUATION  OF  COLONIC  REPLACEMENT  OF 

THE  ESOPHAGUS  IN  CHILDREN.   (E.) 
Schiller,  M.  (Hadassah  U.  Med.  Ctr.,  Jerusalem), 
T.  R.  Frye  and  E.  T.  Boles,  Jr.  J.    Pediatr.    Sura. 
6(6):753-760,  1971. 


Twenty-nine  children  who  underwent  colonic  re- 
placement of  the  esophagus  for  atresia,  stricture 
or  varices  were  evaluated  with  particular  refer- 
ence to  postoperative  complications  and  follow-up 
of  clinical  and  radiologic  evaluation.   The 
incidence  of  early  postoperative  complications 
was  high,  with  leaks  at  the  cervical  esophagocol ic 
anastomosis  occurring  in  approximately  one-third 
of  the  cases;  however,  mediastinal  sepsis  did 
not  occur.   There  were  no  deaths  in  this  group 
of  patients;  however,  one  failed  because  of 
vascular  insufficiency  of  the  transplant.   The 
long-term  results  showed  no  evidence  of  acid- 
peptic  colitis  or  other  disease  in  the  interposed 
segment.   The  clinical  evaluations  were  satis- 
factory in  about  80%   of  the  cases,  but  significant 
problems  of  pulmonary  or  intestinal  symptoms  with 
poor  growth  were  found  in  A  children,  3  of  whom 
had  slowly  emptying  transplants.   Redundancy  of 
the  transplant  occurred  in  about  a  third  of  the 
cases,  but  this  alone  did  not  appear  to  affect 
the  results.   The  results  indicate  that  iso- 
peristaltic and  antiperistaltic  segments  work 
equally  well  in  this  procedure. 


10165     EFFECTS  OF  POSTURE  IN  HIATUS  HERNIA  AS 
STUDIED  BY  OESOPHAGEAL  pH  MEASUREMENT. 
(E.)   Habibulla,  K.  S.  (Queen  Elizabeth  Hosp., 
Birmingham,  England),  J.  F.  Ammann  and  J. 
Leigh  Col  lis.  Thorax   26  (6) :689-695,  1971. 

Twenty  hiatus  hernia  patients  with  symptomatic 
and  radiological  reflux  (Group  A)  and  10  patients 
with  hiatal  hernia  and  peptic  stricture  of  the 
esophagus  (Group  B) ,  prior  to  dilatation  being 
performed  were  studied.   In  both  groups  the  mean 
number  of  reflux  episodes  below  pH  5  was  greater 
when  patients  were  sitting  up  than  when  lying 
down.   The  percentage  of  time  with  increased 
esophageal  acidity  was  slightly  greater  when 
sitting  than  lying  in  both  groups.   In  Group  A, 
the  mean  duration  of  each  reflux  episode  was  only 
3.'»  min  in  the  sitting  position,  while  in  the  lying 
position,  it  was  11.8  min,  a  highly  significant 
difference.   Similar  results  were  seen  in  Group  B. 
No  correlation  was  seen  between  total  number  of 
reflux  episodes,  percentage  of  time  with  increased 
esophageal  acidity  under  pH  5,  and  the  mean 
episode  duration  and  symptom  score  obtained  from 
history  and  esophagoscopy  findings.   Undoubted 
symptomatic  relief  derived  by  hiatus  hernia 
patients  from  adopting  the  sitting  position  is 
explained  by  improved  clearance  of  regurgitated 
acid. 


10166     POSTVAGOTOMY  DYSPHAGIA.   REPORT  OF  A 

CASE  WITH  PERIESOPHAGEAL  FIBROSIS.   (E.) 
Hoyumpa,  A,  M. ,  Jr,  (VA  Hosp.,  Nashville,  Tenn.), 
J.  T.  Morrison  and  M.  Moskowitz.  Am.    J.    Gastro- 
enterol.   57(2): 133-138,  1972. 

This  is  a  report  of  a  case  of  in  a  56-yr-old 
woman  with  postvagotomy  dysphagia  which  was  per- 
sistent and  required  surgery.   Dysphagia  with 
regurgitation  began  2  weeks  after  surgery  and 
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worsened;  progressive  weight  loss  was  noted. 
Barium  swallow  revealed  an  obstruction  just  above 
tlie  diaphragm.  The  mucosal  pattern  was  normal  on 
esophagoscopy  and  by  biopsy.  An  obstruction  was 
encountered  at  a  distance  of  k2   cm  and  did  not 
yield  with  the  instrument.  The  Hollander  test 
indicated  vagotomy  to  be  complete  and  bougienage 
over  a  2-month  period  was  unsatisfactory.  Thora- 
cotomy was  performed  and  a  1-cm  wide  fibrous 
stricture  that  encircled  the  esophagus  at  the 
diaphragm  was  divided.   The  esophagus  immediately 
expanded  and  the  patient  regained  her  preoperative 
weight  within  h   weeks.  This  case  is  an  example 
of  postvagotomy  dysphagia  due  to  peri-esophageal 
fibrosis.  True  achalasia  was  ruled  out  because 
of  the  strong  peristalsis  that  was  noted  with 
barium  swallow  and  the  persistence  of  the  symptoms 
suggested  fibrosis  rather  than  simple  neurogenic 
dysphagia.   Surgical  trauma  should  be  avoided  to 
prevent  peri-esophageal  fibrosis  and  vagotomy 
should  be  close  to  the  diaphragm  to  minimize 
motility  dysfunction. 

10167     LEUCOMETHYLENE  BLUE  STAINING  DURING 

VAGOTOMY.   (E.)   Jensen,  H.-E.  (Municipal 
Hosp.,  Copenhagen),  J.  Nielsen,  P.  Poll  and  E. 
Amdrup.  Aota  Chir.   Soand.    137(5)  :'*51-'t53,  1971. 

The  completeness  of  vagotomy  was  tested  in  37 
patients  using  leucomethylene-blue  to  stain  the 
fine  vagal  twigs  in  the  esophageal  tissue.  After 
meticulous  dissection,  additional  nerve-like 
tissue  was  nevertheless  found  in  28  of  37  cases, 
though  in  9  cases  there  was  no  histological  con- 
firmation.  The  nerves  were  often  very  fine,  but 
on  occasion  larger  nerves  partly  buried  in  the 
muscle  of  the  esophageal  wall  were  found.  The 
anatomically  complete  vagotomy  in  the  leucomethylene- 
blue-group  did  not  alter  the  postoperative  reduc- 
tion in  fasting  secretion  or  basal  secretion  as 
compared  with  the  control  group.  There  were  5 
positive  on  insulin  testing  in  the  control  group 
and  k    in  the  1 eucomethy lene-bl ue-group ,  but  no 
other  difference  in  acid  secretion  during  insulin 
stimulation  was  observed  between  the  2  groups. 
The  uncut  nerve  twigs  found  in  the  esophageal 
muscularis  may  not  be  involved  in  the  innervation 
of  gastric  parietal  cells. 


10168     SUBMUCOSAL  DISSECTION  OF  THE  ESOPHAGUS. 

(Ger.)   Kaude,  J.  (Univ.  Clin.,  Lund, 
Sweden)  and  P.  Olafsson  Riba.  Fortsahv.    Geb. 
Roentgens tr.   Nuklearmed.    1 ISC*) :537-539,  1971. 


10170     INDICATIONS  FOR  AND  VALUE  OF  THE 

SECTORIAL  MEASUREMENT  OF  pH  MEASUREMENTS 
DURING  PROGRESSIVE  WITHDRAWAL  OF  THE  HEAD.   (Ger.) 
Kothe,  W.  (Karl  Marx  U.,  Surg.  Clin.,  Leipzig, 
Germany),  H.  Albert,  K.  Nowotny  and  J.  Walther. 
Zentralbl.    Chir.    96(32) : 1089-1091 ,  1971. 


10171 


TRAUMATIC  PERFORATIONS  OF  THE  OESOPHAGUS. 

(E.)   Bertelsen,  S.  (Univ.  Hosp., 
Copenhagen).  Scand.   J.    Cardiovasa.    Surg.    5(1): 
103-110,  1971. 

10172  SPONTANEOUS  EOSOPHAGEAL  RUPTURE.   AN 
EVALUATION  OF  THE  RESULTS  OF  TREATMENT 

]3kk   TO  1969.   (E.)   Blichert  Toft,  M.  (Copenhagen 
County  Hosp.,  Gentofte,  Denmark).  Soand.    J. 
Cardiovasa.    Surg.    5(1 ) : 1 1 l"! 1 5,  1971. 

10173  SURGICAL  PREVENTION  OF  SEQUELAE  OF 
INCOMPETENCE  OF  THE  CARDIA.   (Cz.) 

Langer,  L.  (Charles  U.  Sch.  Gen.  Med.,  Prague), 

J.  Lhotka  and  J.  Setka.  SB. 

1971. 


TREATMENT  OF  ESOPHAGEAL  VARICES  IN  PRE- 
HEPATIC  PORTAL  HYPERTENSION  BY  VOSS- 
TECHNIC  OF  DISSECTION  LIGATION.   (Ger.) 
(Hosp.  Pediatr.  Surg.  Clin.,  Bremen, 

Germany),  H.  Kolb  and  F.  Rehbein.   Z.  KinderoUr. 

10(2):192-203,  1971. 


10169 

SCHULTE'S 
Booss,  D. 


Lek.    73(8):222-22i(, 


\0\lh 


IDIOPATHIC  ESOPHAGESTASIS.   I.   ITS 

PATHOGENIC  AND  PATHOPHYSIOLOGIC  STUDY. 

(Jap.)   Sato,  H.  (U.  Chiba  Sch.  Med   Japan)  and 

T  Hi  rash i ma.  Kyohu  Geka   (Jap.   J.    Thorac.   Surg.) 
2'4(3):172-178,  1971. 


10175 


EMERGENCY  MANAGEMENT  OF  ACUTE  PROFUSE 
BLEEDING  FROM  ESOPHAGEAL  VARICES. 
(Pol  )   Zajac,  S.  (Med.  Acad.  1st  Surg.  Clin., 
Warsaw,  Poland),  J.  Walaszewski   J-  S^czerban 
and  J.  Nielubowicz.  Pol.   Przegl.    cmr.    '♦3(7). 
11'45-11'«9,  1971. 


10176 


BENIGN  TUMORS  OF  THE  ESOPHAGUS.   (Sp.) 
Allamand,  J.  (J.J.  Aguirre  Hosp., 

Santiago,  Chile),  A.  Larrain,  J  Tocornal  and  A. 

Ubilla.  Prensa  Med.  Argent.    58(29) :  1 '♦77-1 '♦83, 

1971. 


10177 


PSEUDODIVERTICULA  OF  THE  ESOPHAGUS. 

(Pol.)   Jasienski,  S.  (Milit.  Hosp., 
Cracow,  Poland)  and  M.  Jakimowicz.  Pol.    Przegl. 
Chir.    '♦3(7):  1139-11 '♦3,  1971. 

10178  THE  REMOTE  RESULTS  OF  RADICAL  TRANS- 
PLEURAL OPERATIONS  IN  CARD  I  OESOPHAGEAL 

CANCER.   (Rus.)   Kleschevni kova ,  V.  P.  Khirurg^^a 
(Mosk.)   lt7(8):25-29,  1971. 

10179  EMERGENCY  VENOUS  ANASTOMOSIS  FOR 
BLEEDING  ESOPHAGEAL  VARICES.   (Pol. 

Gacyk  W.  (Med.  Acad.  Inst.  Surg.,  Gdansk,  Poland), 
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0.  Jankau  and  J.  Dybicki 
't3(7):n25-n28,  1971. 


Vol.   Fvzegl.    Chir. 


F.  Asmar  and  J."  Lutgemeier.  Fovtsdhr.    Geb. 
Roentgenstr.   Nuklearmed.    1 15  C*) : A  19-^23,  1971 


10180     DOWNHILL  VARICES:   ESOPHAGEAL  VARICES 

WITHOUT  PORTAL  HYPERTENSION,   (Ger.) 
Gerstenberg,  E.  (Free  U.  Steglitz  Clin.,  Berlin), 
V.  Taenzer,  D.  Bachmann  and  P,  Wollgens.  Med. 
Welt   22(37)  :1 '♦SB- 1436,  1971. 


10188     EXPERIMENTAL  STUDY  ON  THE  SECUREMENT  OF 

ESOPHAGEAL  ANASTOMOSIS  BY  A  PEDICLE 
FLAP  OF  DIAPHRAGM.   (Ger.)   Bunte,  H.  (U.  Erlangen 
Surg.  Clin.,  Germany),  J.  Hunger,  D.  Raithel  and 
E.  Hoffmeister.  Chirurg  k2(S) -.kOl-kOi ,    1971. 


10181     ANGINA  PECTORIS  AND  HIATUS  HERNIA. 

(Fr.)   Rousseau,  G.  J.    Med.    Poitiers 
2(3):1'»5-1A7,  1971. 


10182     DYSPHAGIA.   (E.)   Phillips,  M.  M. 

(Johns  Hopkins  Hosp.,  Baltimore,  Md.) 
and  T.  R.  Hendrix.  Postgrad.  Med.  SOC*)  :8l-86 , 
1971. 


10183     ESOPHAGEAL  ATRESIA  IN  TWINS.   ESOPHAGEAL 

ATRESIA  WITH  TRACHEO-ESOPHAGEAL  FISTULA 
OCCURRING  IN  MULTIPLE  BIRTH.   (E.)   Farha,  S.  J. 
(St.  Francis  Hosp.,  Wichita,  Kans.),  C.  H.  Diener 
and  P.  R.  Block.  J.    Kans.    Med.    Soo.    72 (9) : 386-389 
6  392,  1971. 


10189     SURGICAL  TREATMENT  OF  CARCINOMA  OF  THE 

OESOPHAGUS  AND  CARDIA.   (E.)   Collis, 
J.  L.  (Queen  Elizabeth  Hosp.,  Birmingham,  England), 
Br.    J.    Surg.    58  (lO) : 8OI -804,  1971. 


10190  CANCER  OF  THE  STOMACH  AND  OESOPHAGUS. 
DATA  CONCERNING  MANAGEMENT  AND  RESULTS. 

(E.)   Burn,  J.  I.  (Hammersmith  Hosp.,  London). 
Br.   J.    Surg.    58(10) : 798-800 ,  1971. 

10191  THE  VALUE  OF  RADIOTHERAPY  IN  THE 
MANAGEMENT  OF  SQUAMOUS  OESOPHAGEAL 

CANCER.   (E.)   Pearson,  J.  G.  (Roy.  Infirm., 
Edinburgh,  Scotland).  Br.    J.    Surg.    58(10) : 79A-798. 
1971. 


10184     STRANGULATED  HIATUS  HERNIA.   REPORT  OF 

TWO  CASES.   (Fr.)   Chalnot,  P.  (Cent. 
Reg.  Hosp.,  Nancy,  France),  P.  Mathieu  and  G. 
Fieve.  J.    Chir.    (Paris)    102  (3) :  175-18't,  1971. 


10192     EPIDEMIOLOGY  OF  CANCER  OF  THE  OESOPHAGUS 

AND  STOMACH,   (E.)   Langman,  M.  J.  S. 
(Gen.  Hosp.,  Nottingham,  England).  Br.    J.    Surg. 
58(10):792-793,  1971. 


10185     GERIATRIC  EMERGENCY  SURGERY  FOR  NON- 
TRAUMATIC LESIONS  OF  ESOPHAGUS,  STOMACH 
AND  DUODENUM.   (It.)   Masera,  N.  (Inst.  Geriatr., 
Ancona,  Italy)  and  N.  Massaioli.  G.    Gerontol. 
19(Suppl.  '»5):39-78,  1971. 


10186     TWO  UNCOMMON  DIVERTICULA  OF  THE 

SUPRADIAPHRAGMATIC  ESOPHAGUS.   (Ger.) 
Hebestreit,  H.  P.  (Inst.  Roentgenol.,  Mannheim, 
Germany)  and  J.  Lutgemeier.  Fortsohr.    Geb. 
Roentgenstr.    Nuklearmed.    115(A)  :5'40-54l  ,  1971. 


10187     BENIGN  ESOPHAGEAL  STENOSES  IN  ECTOPIC 

GASTRIC  MUCOSA.   (Ger.)   Hebestreit, 
H,  P.  (Roentgenol.  Inst.,  Mannheim,  Germany), 


10193     PRIMARY  MELANOCARCINOMA  OF  THE  ESOPHAGUS. 

(E.)   Bingham,  D.  L.  C.  (Queen-'s  U., 
Kingston,  Ontario,  Canada),  L.  C.  Chadsey,  S. 
Ramchand  and  P.  J.  Doris.  Can.    Med.    Assoc.    J. 
105(6) :607-6lO  6  642,  1971. 


10194     RADIOLOGIC  AND  ENDOSCOPIC  STUDY  OF 

ESOPHAGEAL  MYCOSES.   (Fr.)   Bret,  P. 
(Edouard  Herriot  Hosp.,  Lyon,  France),  A.  Anjou 
and  B.  Moulinier.  Ann.    Radiol.    (Paris)    14(9-10) 
759-763,  1971. 


See  also  numbers:  9965,  IOI38,  10139,  10570,  10754,  IO863 
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10195     TRANSMURAL  GASTRIC  ASPIRATION  IN 

GASTROINTESTINAL  SURGERY  BY  MEANS  OF  A 
TEMPORARY  GASTROSTOMY  EXECUTED  FOR  THIS  PURPOSE. 
(It.)  Tuscano,  G.  (U.  Modena  Inst.  Spec.  Surg. 
Pathol.,  Italy),  E.  Cacciatore,  R.  Tateo,  E. 
Amenta  and  M.  Abbate.  Gasz.    Int.    Med.    Chir. 
76(l8):1131-ll'tO,  1971. 

Temporary  gastrostomy,  involving  a  minimal  incision 
and  passage  of  a  sound,  was  performed  in  70  cases 
of  abdominal  surgery,  including  23  vagotomies,  19 
interventions  in  the  biliary  tract,  9  gastric  re- 
sections and  19  other  cases  (including  5  each  of 
portacaval  anastomosis  and  colorectal  surgery), 
with  postoperative  drainage  maintained  without 
difficulty  for  periods  as  long  as  l6  days.  Wound 
healing,  following  withdrawal  of  the  sound,  was 
usually  complete  within  6  days,  with  only  2  of  70 
patients  showing  a  significant  delay  in  this 
respect.   A  discussion  of  the  relative  advantages 
and  disadvantages  of  this  technique  (described  in 
detail)  concludes  that  it  is  both  more  desirable 
and  demonstrably  much  safer  than  gastric  aspiration 
by  means  of  a  transnasal  tube,  whenever  gastric 
aspiration  is  indicated  in  connection  with 
abdominal  surgery. 

10196     ADDITIONAL  EXPERIENCE  WITH  ELIMINATION 

OF  ROUTINE  NASOGASTRIC  SUCTION  FOLLOWING 
GASTRIC  OPERATIONS.   (E.)   Herrington,  J.  L.  ,  Jr. 
(Vanderbilt  U.  Med.  Ctr.  ,  Nashville,  Tenn.). 
Surgery   71(0:132-135,  1972. 

Subjects  in  this  9-yr  study  consisted  of  90^4 
patients  who  underwent  vagotomy-antrectomy  or 
vagotomy-pyloroplasty  for  gastroduodenal  ulcers 
in  whom  routine  postoperative  nasogastric  suction 
was  not  employed.   Surgery  was  on  an  emergency 
basis  in  89,  elective  in  815.   Postoperative 
decompression  (in  13^  of  the  total  group)  was 
necessary  in  62  of  the  elective  cases  {7 .(>%)    and 
in  56  of  the  emergency  cases  (631).  Most  of  the 
patients  requiring  postoperative  suction  had  pre- 
sented technical  problems  at  surgery  suggesting 
the  possibility  of  development  of  postoperative 
anastomotic  leakage  or  duodenal  stump  blow-out. 
In  a  few  nasogastric  suction  was  performed  because 
of  postoperative  abdominal  distention  or  nausea 
and  vomiting. 


10197     ANTRAL  MUCOSAL  MEMBRANE.  A  CONGENITAL 

OBSTRUCTING  LESION  OF  THE  STOMACH. 
(E.)   Brandon,  F.  M.  (U.  Oklahoma  Med.  Ctr., 
Oklahoma  City)  and  W,  A.  Weidner.  Am.    J. 
Roentgenol.   Radium  Ther.    Nucl.   Med.    ll'»(2): 
386-389,  1972. 

A  '»-month-old  infant  proved  to  have  an  antral 
mucosal  membrane  with  a  3-mm  central  perforation. 
Barium  meal  examination  revealed  a  crescentic 
curvilinear  defect  in  the  gastric  antrum  3  cm. 
proximal  to  the  pylorus.  The  pylorus  and  duodenal 


bulb  were  normal  as  was  the  small  intestine 
pattern.   The  stomach  was  not  distended  and 
there  was  no  delay  in  emptying.  A  gastrotomy 
was  made  over  the  body  of  the  stomach  and  a 
pyloroplasty  was  performed  after  excision  of  the 
membrane.  Microscopically  the  membrane  showed 
no  evidence  of  fibrosis.   In  a  child  with  an 
unusual  pattern  of  vomiting  that  does  not 
clinically  resemble  hypertrophic  pyloric  stenosis, 
an  antral  membrane  should  be  considered  in  the 
differential  diagnosis.   The  importance  of  the 
technique  of  the  roentgen  examination  is  stressed. 
Thus,  this  is  a  rare  congenital  obstructing 
lesion  of  the  stomach  which  has  characteristic 
roentgenographi c  findings. 


10198     GASTROINTESTINAL  FUNCTION  IN  IRON 

DEFICIENCY  STATES  IN  CHILDREN.   (E.) 
Ghosh,  S.  (Safdarjung  Hosp.,  New  Delhi,  India), 
S.  Daga,  D.  Kasthuri ,  R.  C  Misra  and  H.  K. 
Chuttani.  Am.   J.   Bis.   Child.    123  (1 ) :  I'^-W ,  1972, 

Sixteen  of  30  children  with  iron-deficiency 
anemia  had  an  associated  hookworm  infection,  and 
in  l**  the  anemia  was  due  to  dietary  iron 
deficiency.   In  \U   anemic  patients,  regardless 
of  etiology,  basal  as  well  as  maximal  acid  secre- 
tions were  less  than  those  of  controls.   Two 
patients  with  hookworm  anemia  had  complete 
histamine-fast  achlorhydria.  Most  anemic  patients 
had  normal  average  fecal  fat  excretion  except 
for  2  with  non-hookworm  anemia  who  had  no  other 
evidence  to  suggest  malabsorption.   Borderline 
jejunal  biopsy  abnormalities  were  seen  in  4  of 
20  anemic  patients;  no  severe  mucosal  damage  was 
seen.   In  children  with  hookworm  infestation,, 
anemia  seemed  much  more  important  than  damage 
wrought  by  hookworms  in  reducing  acid  secretion 
by  the  stomach. 


10199 


DIRECT  VISION  BRUSH  CYTOLOGY  IN  THE 
DIAGNOSIS  OF  GASTRIC  DISEASE.   (E.) 

Liavag,  I.  (Deaconess  Hosp.,  Oslo,  Norway),  J. 

Marcussen  and  A.  Serck-Hanssen.  Acta  Chir. 

Saand.    137(7) :682-688,  1971. 

Brush  cytology  as  an  aid  in  the  diagnosis  of 
gastric  disease  was  evaluated  in  l'*7  patients 
who  had  radiologic  evidence  of  gastric  lesions 
or  clinical  symptoms  suggesting  gastric  disease. 
In  27  patients  with  gastric  malignancy,  malignant 
or  suspect  cells  were  found  In  96.3^.  One  false 
negative  test  and  5  inconclusive  tests  seemed 
due  to  inadequate  brushing  and  it  is  recommended 
that  at  least  2  brushlngs,  1  pre-biopsy  and  1 
post-biopsy,  be  taken.  The  brush  cytology  was 
unequivocally  negative  for  malignant  cells  in 
87.5^  of  the  120  patients  with  benign  gastric 
lesions.  The  cytology  was  suspect  in  101  and 
false  positive  In  2.5^.  The  diagnosis  of  benign 
gastric  disease  was  verified  histologically  in 
33  patients  and  correlated  with  a  82^  correct 
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reading  (27  cases)  of  no  malignant  cells,  with  a 
]2%   suspect  reading  and  a  false  positive  in  2 
patients  (one  of  whom  had  a  pre-mal ignant  lesion), 
This  form  of  cytology,  when  properly  used,  ranks 
second  to  biopsy  in  accuracy  and  reliability  and 
has  advantages  over  blind  gastric  washings.   The 
procedure  can  be  performed  with  endoscopy,  allows 
for  selection  of  the  site,  contains  more  cellular 
elements,  of  a  better  preserved  nature,  with  no 
contamination  of  the  brush  from  the  respiratory 
and  proximal  alimentary  tract. 


10200     A  FAMILY  STUDY  OF  CHRONIC  GASTRITIS: 

HISTOLOGICAL,  IMMUNOLOGICAL  AND  FUNCTIONAL 
ASPECTS.   (E.)   Varis,  K.  (U.  Helsinki  2nd  Dept. 
Med.).  Saand.    J.    Gastroenterol.    6(Suppl.  IB)- 
1-56,  1971. 

Subjects  consisted  of  109  first-  and  second-degree 
relatives  of  9  probands  with  severe  atrophic 
gastritis.   There  was  a  significant  elevation  of 
the  prevalence  of  chronic  gastritis  in  l6-30-yr- 
old  first-degree  relatives  and  of  the  prevalence 
of  severe  atrophic  gastritis  in  31-65-yr-old  first- 
degree  relatives  of  the  probands  compared  with 
l'*2  random  controls;  second-degree  relatives  did 
not  differ  from  controls.   Milder  forms  of  atrophic 
gastritis  occurred  more  rarely  in  first-degree 
relatives  than  in  controls.   The  value  of  herit- 
ability  for  severe  atrophic  gastritis  was  79.51+ 
25.2^.   Consumption  of  tobacco,  alcohol  and  coffee 
did  not  correlate  with  the  occurrence  of  chronic 
gastritis.   The  distribution  of  parietal  cell 
antibodies  seemed  governed  by  an  autosomal  dominant 
gene  with  incomplete  penetrance.   Slight  atrophy 
of  gastric  body  glands  alone  caused  only  a  slight 
decrease  in  vitamin  B]2  absorption.   Antibodies 
against  intrinsic  factor  occurred  only  with  severe 
atrophic  gastritis  and  severe  malabsorption  of 
vitamin  6)2.   ABO  blood  groups  and  secretor 
character  did  not  correlate  with  chronic  gastritis. 


10201     GASTRIC  RETENTION  IN  DIABETES  MELLITUS. 

REPORT  OF  A  CASE.   (E.)   LiavSg,  I. 
(Deaconess  Hosp.  ,  Oslo,  Norway)  and  S.  TjJnjum. 
Acta  Chir.   Saand.    1 37(6) :593-597,  1971. 

A  report  of  a  case,  in  a  35-yr-old  female,  of 
gastric  retention  for  which  no  organic  lesion  of 
the  pyloric  region  could  be  found,  either  radio- 
graphically  or  at  operation.   Recordings  of  intra- 
gastric pressure  revealed  a  condition  similar  to 
that  in  vagotomized  patients.  The  patient  was 
treated  successfully  with  a  gastrojejunostomy. 
The  case  is  of  particular  interest  because  the 
patient  had  been  a  diabetic  for  Ik   yr  and  it  is 
concluded  that  the  gastric  retention  was  probably 
due  to  diabetic  neuropathy  affecting  the  vagal 
nerve.   Her  history  included  the  development  of  a 
progressive  arthropathy  in  both  ankle  joints  that 
started  in  1958  (8  yr  after  diagnosis)  and  pro- 
gressed until  in  1963  her  right  leg  was  amputated 
10  cm  below  the  knee.   In  I966  a  cataract  developed 
in  her  right  eye;  in  I969  retinal  bleeding 


resulted  in  severe  impairment.   She  had  been 
hospitalized  23  times  because  of  diabetic  com- 
plications and  had  been  hypertensive  for  many 
years.   On  this  admission  a  neurologist  diagnosed 
a  diabetic  encephalomyeloneuropathy .   The  gastro- 
intestinal symptoms  of  nausea  and  vomiting,  due 
to  gastric  retention,  had  been  noted  for  about  a 
yr  and  had  caused  the  patient  to  loose  16  pounds. 


10202     TREATING  GASTRIC  WOUNDS  IN  RATS  WITH 

ALPHA-CYANOACRYLATE  ADHESIVES.   (Ger.) 
Noszczyk,  W.  (Inst.  Med.  Education,  Warsaw, 
Poland),  W.  Kurnatowski,  M.  Ka/cak,  M.  Kulicki 
and  M.  Szretter-Szmid  .   Z.  Exp.    Chir.    '4  (5)  :31  3-317 
1971. 

In  rats  bearing  experimental  incisions  of  the 
stomach  wall,  closure  of  the  incisions  by  topical 
application  of  the  ethyl-2,  n-butyl-2,  or  amyl-2 
ester  of  a-cyanoacry 1 Ic  acid  gave  entirely 
satisfactory  results,  followed  by  uncomplicated 
wound  healing,  in  addition  to  requiring  much  less 
time  than  conventional  suturing.   Subsequent 
histopathologic  studies,  after  periods  of  201-250 
days,  gave  no  indication  of  carcinogenic  or  other, 
local  or  systemic,  side  effects.   However,  inter- 
vening, sequential  necropsies  showed  slight  delay 
in  the  formation  of  scar  tissue,  as  compared  to 
conventional  suturing,  suggesting  that  the  chief 
clinical  application  of  this  technique  may  be 
its  use  to  reinforce  potentially  weak  sutures. 


10203     ENZYME  CYTOCHEMISTRY  OF  THE  ABRADED 

GASTRIC  SURFACE  EPITHELIUM.   AN  AID  IN 
THE  DIAGNOSIS  OF  EARLY  ATROPHIC  GASTRITIS  AMD 
FOCAL  INTESTINAL  METAPLASIA.   (E.)   Leitao,  0. 
(New  York  Med.  Coll.,  N.  Y.)  and  G.  B.  J.  Glass. 
Am.    J.    Dig.   Dis.    1 6  (9) : 769-781 ,  1971. 

Enzyme  cytochemistry  of  the  abraded  gastric 
mucosa  was  determined  on  h3    individuals,  and 
results  presented  as  a  new  and  superior  procedure 
in  the  study  of  atrophic  gastritis.   The  super- 
fical  epithelium  of  the  gastric  mucosa  was 
abraded  by  conventional  cytologic  brush  technique. 
Enzyme  cytochemistry  was  then  correlated  with 
the  histology  and  cytology  of  the  gastric  mucosa, 
as  obtained  by  conventional  technique.   In  31  of 
the  patients  enzyme  hi stochemi cal  studies  of  the 
epithelium,  obtained  by  gastric  suction  biopsy 
correlated  with  the  smears  of  the  abraded  mucosa. 
Five  enzymes  were  determined:   alkaline,  and  acid 
phosphatase,  leucine  amino  peptidase,  LDH,  and 
diphosphopyridine  nucleotide  diaphorase.   This 
method  is  superior  in  recognizing  early  atrophic 
lesions  and  in  diagnosing  focally  distributed 
intestinal  metaplasia.   This  recognition  Is 
Important  in  the  early  detection  or  prevention  of 
gastric  carcinoma. 

10204     SMOKING  HABITS  OF  PATIENTS  WITH  GASTRIC 
CANCER.   (E.)   Zacho,  A.  (Finsen  Inst., 
Copenhagen),  J.  Nielsen  and  V.  Larsen.  Acta 
Chir.    Saand.    137(5)  :A55-'»58,  1971. 
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The  relationship  between  smoking  and  gastric 
cancer  was  studied  in  532  patients  with  gastric 
cancer  and  the  results  were  compared  with  the 
results  of  a  study  on  the  smoking  habits  of 
35,ni8  persons.  The  incidence  of  smoking  among 
men  and  women  corresponded  well  with  the  relative 
incidence  of  gastric  cancer  in  the  two  sexes. 
In  men,  the  gastric  cancer  patients  included 
89.0^  who  had  ever  smoked  against  87.2^  in  the 
general  population.   The  2  groups  showed  opposite 
trends  regarding  the  percentage  distribution  of 
smokers  in  the  various  age  groups.   There  was  a 
relatively  high  percentage  of  smokers  among  the 
youngest  age  groups  of  the  gastric  cancer  patients, 
a  relatively  low  percentage  in  the  50-60  age  range, 
while  thereafter  was  an  even  increase.  The 
percentage  of  smokers  5  yr  before  admission  was 
higher  in  the  gastric  cancer  group  than  in  the 
controls.  As  far  as  women  were  concerned,  there 
was  a  lower  percentage  of  ever-smokers  in  the 
gastric  cancer  group  (36.0^o)  than  in  the  controls 
(A5.5I).   Analysis  of  the  individual  age  groups 
showed  the.  same  percentage  of  ever-smokers  at  an 
age  below  60,  but  a  lower  percentage  in  the 
older  age  groups.   Five  yr  before  admission  there 
was  a  higher  percentage  of  smokers  in  the  gastric 
cancer  than  the  control  group.  Retrospective 
studies  seem  to  be  of  little  use  in  analyzing  the 
relationship  between  smoking  and  gastric  cancer 
since  many  people  who  develop  this  disease  often 
react  by  altering  their  smoking  habits. 

10205  A  LUMINEStENCE  MICROSCOPIC  STUDY  OF 
LAVAGE  FLUID  IN  GASTRIC  CANCER.   (Rus.) 

Kozlovskii,  I.  I.  (Reg.  Oncol.  Dispensary, 
Vitebsk,  USSR)  and  A.  V.  Zelenin.  Vo-pv.    Onkol. 
17(6):19-2'i,  1971. 

10206  EXFOLIATIVE  GASTRIC  CYTOLOGY.   CLINICAL 
EXPERIENCE  DURING  A  5-YR  PERIOD. 

(Nor.)   Pause,  0.  (Ulleval  Hosp.,  Oslo,  Norway). 
Tidsskr.   Nor.   Laegeforen.   91  (24) :  17'»5-17'»7  &  1769, 
1971. 


10207     REGULATION  OF  GASTRIC  BLOOD  FLOW. 

(Nor.)   Gautvik,  K.  M.  (U .  Oslo  Inst. 
Physiol,  Norway).  Tidsskr.    Nor.    Laegeforen. 
9l(2i»):1739-17'4't  &  1769^.1971. 


GASTRECTOMY  DUMPING  SYNDROME.   (Rus.)   Ischenko, 
M.  M.  Zh.   Neuropatol.   Psikhiatr.    Korsdkov.    71(5): 
683-690,  1971. 

10211  POSTOPERATIVE  MANAGEMENT  OF  PATIENTS 
UNDERGOING  SURGERY  OF  THE  STOMACH  AND 

OF  THE  BILE  DUCTS,  WITHOUT  THE  USE  OF  THE  NASO- 
GASTRIC TUBE.   PRELIMINARY  COMMUNICATION.   (Sp.) 
Ferraro,  F.  (Calderon  Guardia  Hosp.,  San  Jose, 
Costa  Rica),  L.  Poveda  and  0.  Ferraro.  Acta  Med. 
Costarrio.    li^d )  :25-26,  1971. 

10212  COMPARATIVE  ASSESSMENT  OF  THE  FUNCTIONAL 
CONDITION  OF  THE  STOMACH  AFTER  RESECTION 

BY  THE  BILLROTH  I  AND  BILLROTH  II  METHODS.   (Rus.) 
Semichastnova,  A.  G.  (1st  Med  Inst.,  Moscow). 
Ter.   Arkh.    '^3(8)  :72-7'»,  1971. 

10213  PYLORIC  STENOSIS  OF  INFANTS.   CONSERVATIVE 
OR  SURGICAL  MANAGEMENT.   (Ger.)   Koziol , 

D   (St  Annastift  Pediatr.  Clin.,  Ludwigshafen/Rh. , 
Germany),  r^zerapiewoe^ze  21  (36) : 2670-2672 ,  1971. 

102 lit     MANAGEMENT  OF  ACHALASIA  BY  TRANSABDOMINAL 

CARDIOMYOTOMY  AND  FUNDOPL I  CAT  ION.  (E.) 
Menquv,  R.  (U.  Chicago  Pritzker  Sch.  Med.,  111.). 
Surg     Gynecol.    Ohstet.    \  33  (3)  ■M2- kSh ,    1971. 


10215 


BENIGN  LESIONS  IN  THE  PYLORIC  ANTRUM. 

(Jap.)  Tamechika,  Y.  (Kitasato  U.  Sch. 
Med.,  Sagamihara,  Japan),  H.  Okabe  and  K  Hirokado. 
Stomach  Intest.    (Tokyo)   6 (9) : 1 157-1 I68,  1971. 

10216     GASTRIC  TUMORS  OF  MUSCULAR  ORIGIN. 

(Fr  )   Muller,  M.  (U.  Lausanne  Surg. 
Clin.,  Switzerland),  C.  H.  Ruegsegger,  J.  P^ttavel 
and  D.  Gardiol  .  Schweiz.    Med.    Wochenschr.    10U3b; 
1305-1311,  1971. 


10217     ECTOPIC  ALKALINE  PHOSPHATASE  PRODUCTION 
IN  METASTASIZING  VENTRICULAR  CARCINOMA. 
(E.)   Romslo,  I.  (Univ.  Sch.  Med.,  Bergen,  Norway),, 
P  Bjark  and  C.  0.  Sol  berg.  Saand.   J.    Clin.    Lab. 
Invest.    28(0:21-26,  1971. 


I 


i 


10208     ECZEMATOUS  DISEASES  AND  CHANGES  IN  THE 
GASTRIC  MUCOSA.   (Ger.)   Steinacher,  J. 
(Univ.  Clin.  Dermatol.  Venerol . ,  Graz,  Austria) 
and  R.  Heschi  .   Z.  Haut.    Gesohleahtskr.    ^46  (19): 
602-606,  1971. 


10218     GASTRIC  DIVERTICULA.   (Ger.)   Keller, 

H.  (Knappschafts  Hosp.,  Recklinghausen, 
Germany)  and  G.  Billenkamp.  Roentgenblatter 
2A(  10): '(89-494,  1971. 


10209  UREMIC  GASTRITIS.   (Rus.)   Luzhjs,  A.  P. 
(1st  Inst.,  Leningrad,  USSR).  Ter.    Arkh. 

43(10):35-38,  1971. 

10210  NEUROLOGIC  AND  NEURO-ENDOCRI NE  HUMORAL 
DISORDERS  IN  PATIENTS  WITH  THE  POST- 


10219 


CHRONIC  GASTRIC  VOLVULUS.   (Jap.) 
Fujikawa,  M.  (Jikei  U.  Sch.  Med., 

Tokyo),  T.  Ishikawa  and  K.  Sakuyama.  Rinsho 

Hoshasen   16(5) :38l-392,  1971. 


1224 


STOMACH 


10220     ANT  I  GASTRIC  ANTIBODIES.   (Fr.)   Eyquem, 

A.  (Pasteur  Inst.,  Paris)  and  J. 
De  Saint  Martin.  Rev.   Fr.    Allergol.    11(3): 
239-2'48,  1971. 


10221     ADULT  HYPERTROPHIC  PYLORIC  STENOSIS 

DESCRIBED  BY  G.B.  MORGAGNI.   (E.) 
Mann,  R.  J.  Mayo  Clin,    Proa.    itS  (10)  :692-69'4, 
1971. 


10222     GASTRIC  EXAMINATION  WITH  ISOTOPE  METHODS. 

(Hun.)   Zita,  G.  (Kaiserin  Elisabeth 
Hosp.,  Vienna).  Magy.    Radiol.    23 (5) :2y3-302 , 
1971. 


10223     DIAGNOSTIC  VALUE  OF  DETERMINATION  OF 

B-GLUCURONIDASE  ACTIVITY  IN  THE  GASTRIC 
JUICE.   (Hun.)   Simon,  L.  (Municipal  Hosp., 
Jaszbereny,  Hungary)  and  I.  A.  Figus.  Magy. 
Onkol.    15(2):90-95,  1971. 


1022'4     SERUM  ALPHA  FETOGLOBULIN  WITH  GASTRIC 

AND  PROSTATIC  CARCINOMAS.   (E.) 
Mehlnan,  D.  J.  (Johns  Hopkins  U.  Sch.  Med., 
Baltinore,  Md . ) ,  B.  H.  Bulkley  and  P.  H.  \/iernik. 
New  Engl.    J.   Med.    205 (19) : 1060-1061 ,  1971. 


10225     POSITIVE  ALPHA  FETOGLOBULIN  IN  A  CASE 
OF  GASTRIC  CARCINOMA.   (E.)   Kozower, 
M.  (New  England  Med.  Ctr.  Hosp.,  Boston,  Mass.), 
K.  A.  Fawaz,  H.  M.  Miller  and  M.  M.  Kaplan. 
N.    Engl.    J.    Med.    285  (19) : 1059-1060,  1971. 


10226     ALPHA  FETOPROTEIN  IN  A  PATIENT  WITH 
GASTRIC  CARCINOMA  METASTATIC  TO  THE 
LIVER.   (E.)   Alpert,  E.  (Harvard  Med.  Sch., 
Boston,  Mass.),  V.  \l.    Finn  and  K.  J.  Isselbacher. 
N.    Engl.    J.    Med.    285 (19) : 1058-1059,  1971. 


Treshan  and  E.  E.  Fridman. 
kl{^):kh-k7,    1971. 
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Khirurgiia    (Mosk. ) 


THE  RESULTS  OF  GASTRECTOMY  IN  CANCER 
OF  THE  STOMACH.   (Rus.)   Kondzhariia, 

V.  A.,  I.  A.  Komarov,  A.  D.  Nikolski  and  I.  B. 

Galperin.  Khirurgiia   (Mosk.)   ^7(8) :  39-')3  ,  1971, 


10232     THE  ROLE  OF  LAPAROSCOPY  IN  THE  DIAGNOSIS 

OF  THE  OPERABILITY  OF  CANCER  OF  THE 
STOMACH.   (Rus.)   Ismagilov,  G.  G.  Khirurgiia 
(Mosk.)   '*7 (8): 37-39,  1971. 


10233     CAVERNOUS  HEMANGIOMA  OF  THE  STOMACH. 

(Rus.)   Chernikov,  A.  U.    and  G.  A. 
Sterliagov.  Khirurgiia   (Mosk.)   ^7(9): 121,  1971 


10234     REMOTE  RESULTS  AFTER  RESECTION  OF  THE 
STOMACH.   (Rus.)   Zaloga,  K.  I.,  I.  K. 
Shkhlianni  and  I.  V.  Vasiak.  Khirurgiia    (Mosk.) 
'(7(9):120-121,  1971. 


10235     CIRCUMSCRIBED  MUCOSAL  LESIONS  OF  THE 

STOMACH.   A  DIFFERENTIAL  DIAGNOSTIC  AND 
CLINICAL  PROBLEM.   (Ger.)   Stadelmann,  0.  (Univ. 
Polyclin.,  Bonn,  Germany)  and  S.  E.  Miederer. 
Praxis   60  ^41 ):  1 358-1 36*) ,  1971. 


10236     THE  MALLORY  WEISS  SYNDROME.   (Ser.) 

Svircevic,  A.  (Clin.  Hosp.,  Novi  Sad, 
Yugoslavia)  and  M.  Zivanovic.  Med.    Pregl. 
2^4(5-6)  :205-207,  1971. 


10237     A  NEW  APPARATUS  FOR  LOCAL  HYPOTHERMIA 

OF  THE  STOMACH.  (Rus.)  larmarkov, 
L.  G.,  I.  P.  Stadnitskii  and  I.  I.  Gallinger. 
Med.    Tekhn.     (3):20-23,  I97I. 


10227     SOME  ASPECTS  OF  CANCER  OF  THE  STOMACH. 
(E.)   Thomson,  J.  \/.  l^.  (Roy.  Infirm., 
Edinburgh,  Scotland),  A.  B.  MacGregor  and  D.  A.  D. 
MacLeod.  J.R.    Coll.    Surg.    Edinb.    16(5) :287-298, 
1971. 


10238     A  STUDY  OF  HAEMATEMESIS  IN  THE  OXFORD 

AREA.  (E.)  Schiller,  K.  F.  R.  (St. 
Peter's  Hosp.,  Chertsey,  England).  J.R.  Coll. 
Surg.    Edinb.    16 (5) : 265-267,  1971. 


10228     COEXISTENCE  OF  CHOLELITHIASIS  WITH 
PEPTIC  ULCER.   (Pol.)   Panecka,  A. 
(Med.  Acad.  1st  Surg.  Clin.,  Lublin,  Poland)  and 
M.  Li  twin.  Pol.    Przegl.    Chir.    '*3  (6)  : 859-863 
1971. 


10239     HYPERTROPHIC  PYLORIC  STENOSIS.   EVALUA 

TION  OF  106  CASES.   (Por.)   Wainstok, 
D.  (Fed.  U.  Rio  de  Janeiro  Sch.  Med.,  Brazil). 
J.   Pediatr.    (Rio  de  J.)   36(5-6) : IC*- 123,  1971. 


10229     DIETARY  HABITS  AND  GASTRIC  CANCER. 

(Pol.)   Staszewski,  J.  (Inst.  Oncol., 
Gliwice,  Poland).  Nowotwory   21  (2)  :  1 19-123,  1971 


10230     MALIGNANT  GLIOMIC  TUMORS  OF  THE  STOMACH. 
(Rus.)   Malakhovski i ,  0.  S.,  0.  I. 


102^(0     THE  MORPHOLOGIC  PICTURE  OF  'UREMIC 
GASTRITIS'.   (Ger.)   Wanke,  M.  (U. 
Heidelberg  Pathol.  Inst.,  Germany),  B.  Krempien, 
J.  Mannherz  and  E.  Ritz.  Med.    Welt   22(38): 
li»6l-li(67,  1971. 


10241     JEJUNOGASTRIC  INTUSSUSCEPTION  AFTER 
GASTRIC  RESECTION.   A  REPORT  OF  TWO 
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CASES.   (E.)   Hovel ius,  L.  (Cent.  Hosp.,  Gavle, 
Sweden).  Acta  Chir.    Soand.    ]37 iS) :h3]-k3k ,    1971 


102'42  DIAGNOSTIC  VALUE  OF  GASTROSCOPY  AND 
RADIOLOGICAL  EXAMINATION  IN  GASTRIC 
DISEASES.  (Pol.)  Gabryelewicz,  A.  (Med.  Acad. 
Inst.  Infect.  Dis.,  Bialystok,  Poland)  and  J. 
Prokopczuk.  Pol.  Tyg.  Lek.  26 (32) : 1 236-1 238, 
1971. 

102^43     EFFECT  OF  IMIPRAMINE  ON  THE  CONTENT  OF 

CATECHOLAMINES  IN  A  NEUROGEN I CALLY 
DYSTROPHIC  GASTRIC  WALL.   (Rus.)   Zabrodin,  0.  N. 
Farmakol.    Toksikol.    3'»(6)  :688-690,  1971. 

102't'4     THE  COMPLETENESS  OF  SELECTIVE  PROXIMAL 
VAGOTOMY  TESTED  PEROPERAT I VELY  WITH  pH 
METRY.   (E.)   Hedenstedt,  S.  (Nacka  Hosp., 
Sweden)  and  G.  Grass!.  Acta  Chir.    Soand.    137(6): 
551-55^,  1971. 

102it5     HERNIATION  OF  THE  STOMACH  PRESENTING 

AS  A  DIVERTICULUM.   (E.)   Thomas,  T.  V. 
(VA  Hosp.,  Kansas  City,  Mo.).  Postgrad.    Med. 
50(5):67-69,  1971. 

102/46     THE  SURGICAL  MANAGEMENT  OF  SEVERE  ACID 

AND  LYE  CORROSIONS  OF  THE  STOMACH  IN 
THE  ACUTE  STAGE.   (Ger.)   Heinz,  C.  (Canton  Hosp., 
Zurich,  Switzerland).  Praxis  60 (36) : 1 206-1 208, 
1971. 

102'*7     MUCOSAL  ANTRECTOMY.   (E.)   Berardi  , 

R.  S.  (VA  Hosp.,  Lexington,  Ky.).  J. 
Ky.    Med.   Assoc.    69(10) :  783" 78/4,  1971. 

10248  TORSION  OF  THE  STOMACH.   REPORT  OF  TWO 
CASES.   (E.)   Viranuvatti,  V.  (Mahidol 

Univ.  Sch.  Med.,  Bangkok,  Thailand)  and  R. 
Suwanik.  J.    Med.    Assoc.    Thai.    5^{^) -^^S-^^^ , 
1971. 

10249  AN  AUTOPSY  CASE  OF  GASTRIC  RETICULUM 
CELL  SARCOMA.   (Jap.)   Kuramitsu,  I. 

(Tokyo  2nd  Natl.  Hosp.),  Y.  I  to  and  T.  Kimura. 
Iryo   25(8):607-6ll,  1971. 

10250  THE  CONTROL  OF  A  POPULATION  GROUP  WITH 
IMPAIRED  GASTRIC  SECRETORY  DEFICIENCY 

AS  A  MEANS  FOR  EARLY  DIAGNOSIS  OF  STOMACH  CANCER 
AND  POTENTIALLY  PRECANCEROUS  CONDITIONS.   (E.) 
Crespi,  M.  (Regina  Elena  Inst,  Cancer  Res.,  Rome) 
and  A.  Bigotti".  Gazz.    Sanit.    20(2):77-78,  1971. 

10251  PROTECTION  OF  THE  GASTRIC  MUCOSA  DURING 
RESUSCITATION.   (Fr.)   Cathala,  B. 

Gaz.   Med.   Fr.    78(30) :  50'43-50'49,  1971. 


10252  MULTICENTRIC  GASTRIC  CANCER.   (Ger.) 
Wiendl,  H.  J.  (Tech.  U.,  Munich, 

Germany)  and  A.  Piger.  Endoscopy   3  (3) : 1 57-1 59, 
1971. 

10253  GASTRIC  POLYPS:   MORPHOLOGY,  CLINICAL 
ASPECTS  AND  TREATMENT.   (Ger.)   Kummerle, 

F.  (Univ.  Surg.  Clin.,  Mainz,  Germany)  and  A. 
Schmitt  Koppler.  Dtsch.    Med.    Wochensahr.    96(38): 
11485-1489,  1971. 


10254     OPERATIVE  GASTROSCOPY:   REMOVAL  OF  A 

GASTRIC  POLYP  USING  THE  FIBERSCOPE. 
(Ger.)   Classen,  M.  (Univ.  Med.  Clin.,  Erlangen 
Nuremberg,  Germany)  and  L.  Demling.  Dtsch.    Med. 
Wochenschr.    96(37) : 1466-1467,  1971. 


10255     HAEMORRHAGIC  GASTRITIS  AS  CONSEQUENCE 

OF  RADIOTHERAPY.   (E.)   Koudahl ,  G. 
(Natl.  Hosp.,  Copenhagen)  and  H.  Nissen.  Dan. 
Med.    Bull.    l8(4):76-78,  1971. 


10256     THE  SIGNIFICANCE  OF  THE  GASTRIC  FOLDS 

IN  THE  DIAGNOSIS  OF  CHRONIC  GASTROPATHY. 
(Rum.)   Cosma,  V.  (Inst.  Med.  Pharm. ,  Cluj, 
Rumania),  A.  Ban,  G.  Badea  and  0.  Pascu.  CluQ. 
Med.    44(2):287-292,  1971. 


10257     GROWTH  AND  DEVELOPMENT  OF  A  CHILD  AFTER 

TOTAL  GASTRECTOMY.   (Ger.)   Butenandt, 
0.  (Dr.  von  Haunersches  Pediatr.  Hosp.,  Munich, 
Germany)  and  I.  Coerdt. 
96  (34): 1360- 1362,  1971. 


Dtsoh.   Med.    Wochensahr'. 


10258  SERUM  GASTRIN  AND  THE  ANTRAL  MUCOSA  IN 
ATROPHIC  GASTRITIS.   (E.)   Strickland, 

R.  G.  (Roy.  Melbourne  Hosp.,  Australia),  P.  S. 
Bhathal,  M.  G.  Korman  and  J.  Hansky.  Br.   Med.    J. 
4(5785): 451 -453,  1971. 

10259  CHRONIC  GASTRITIS  AND  GASTRIC  CANCER. 
(Cz.)   Siurala,  M.  (Univ.  Clin., 

Helsinki).  Cesk.    Gastroenterol.    Vyz.    25(6): 
256-259,  1971. 


10260     BLOOD  VOLUME  DETERMINATION  IN  ACUTE 

UPPER  ALIMENTARY  BLEEDING.   (E.) 
Watson,  W.  C.  (Victoria  Hosp.,  London,  Ontario, 
Canada)  and  M.  Sal  lam.  Can.    J.    Surg.    l4(4): 
260-265,  1971. 


10261     COMPARISON  OF  DIFFERENT  METHODS  OF 

ASSESSING  THE  VOLUME  OF  THE  PRIMARY 
GASTRIC  SECRETION  IN  NORMAL  SUBJECTS  AND  IN 
HYPOCHLORHYDRIC  PATIENTS.   (Fr.)   Ligny,  G. 
(Civil  Hosp.,  Charleroi,  Belgium)  and  J.  Manouiloff, 
Bull.    Soc.    Clin.    Hop.    Charleroi   22(2):49-58, 
1971. 
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10262     SURGICAL  TREATMENT  OF  MASSIVE  GASTRO- 

DUODENAL  HEMORRHAGE.   (it.)   Pasini, 
G.  (Faenza  Hosp. ,  Italy),  P.  M.  Pavanel lo  and  A. 
Berti.  Ateneo  Parmense   ^2(]) ikS-^S ,    1971. 


1026't     GASTRIC  RETENTION  IN  DIABETES  MELLITUS, 

REPORT  OF  A  CASE.   (E.)   Liavag,  I. 
(Deaconess  Hosp.,  Oslo,  fJorway)  and  S.  Tonjum. 
Aata  Chiv.   Saand.    1 37(6) :593-597,  1971. 


10263     ESOPHAGOJEJUMOSTOMY  IN  DOGS,  USING  A 

SOVIET  SUTURING  DEVICE,  PKS-25.   (Ger.) 
Schwarzer,  R.  (Ernst  Moritz  Arndt  U.  Surg.  Clin., 
Greifswald,  Germany),  K.-O.  Kagel ,  H.  Anke  and 
A.  Grellamnn.   Z.  Exp.    Chiv.    4(5) :288-29A ,  1971. 


10265     EFFECTS  OF  HISTAMINE  ACID  PHOSPHATE 

AND  PENTAGASTRIN  ON  GASTRIC  SECRETION 
IN  NORMAL  HUMAN  SUBJECTS  AND  IN  PATIENTS  WITH 
VARIOUS  GASTRODUODENAL  DISEASES.   (E.)   Aubrey, 
D.  A.  (Welsh  Natl.  Sch.  Med.,  Cardiff)  and 
A.  P.  M.  Forrest.  Ann.    Surg.     1 7^*  (5)  :  866-879 , 
1971. 


See  also  numbers:   lOlIl,  10117,  lOUl,  10157,  IOI89,  IOI9O,  10192,  ]Qh\k,    10549,  10564 


1227 


m 


PEPTIC  ULCERS 


1^1'' 


10266     GASTRIC  ULCERS  INDUCED  BY  A  COMBINATION 

OF  ULCEROGENIC  MEDICATIONS  AND  RESTRAINT. 
(Fr  )   Cosen,  J.-N.  (Natl.  Inst.  Health,  Buenos 
Aires,  Argentina)  and  R.-H.  Cosen.  Arah.    Fr.    Mai. 
App.    Dig.      60(12,  Suppl.  4) : 3'»5-350,  1971. 

Thirty  minutes  before  sacrifice,  physiologic 
saline,  phenylbutazone  (200  mg/kg) ,  5-pyrazolone 
sulfonate  (200  mg/kg),  aspirin  (100  mg/kg)   re- 
serpine  (50  mg/kg)  or  methyl predni solone  (2.5 
mg/kg)  were  administered  by  gastroesophageal 
sound  to  rats  just  released  from  h   hr  of  restraint, 
As  compared  to  the  controls  receiving  saline, 
phenylbutazone  was  ulcerogenic  at  a  level  of 
greater  statistical  significance  than  aspirin  or 
5-pyrazolone  sulfonate,  while  reserpine  and 
methylprednisolone  were  ulcerogenic  at  a  level  of 
very  low  statistical  significance.   In  all  cases, 
animals  with  access  to  a  sweetened  fluid  during 
restraint  developed  less  severe  ulceration  than 
those  which  were  deprived  of  both  food  and  fluid. 
The  technique  is  suggested  as  a  method  for  rapid 
pharmacologic  screening  of  new  compounds. 


10267     THE  PROPRIETY  OF  GASTRECTOMY  AND 

GASTRODUODENAL  ANASTOMOSIS  IN  THE 
TREATMENT  OF  POSTBULBAR  DUODENAL  ULCERS.   (Fr.) 
Dubois,  F.  (HUlP,  Paris),  G.  Grenier,  J.  Rousselet 
and  J.  Toulet.  Arah.    Fr.   Mai.   App.    Dig.    60(12): 
629-63't,  1971. 

Forty-four  patients  with  postbulbar  duodenal  ul cers 
accompanied  by  stenosis  or  serious  hemorrhagic 
complications  were  treated  by  vagotomy  and 
antrectomy  or  hemigastrectomy ,  followed  by  a 
"cupping  glass"  anastomosis  so  contrived  that  the 
undissected  ulcer  was  excluded  from  thedigest i ve 
tract,  with  the  anastomosis  resting  on  its  distal 
surface  and  the  ulcer  crater  covered  over  by  the 
gastric  wall.  There  were  no  significant  post- 
operative complications.   At  the  time  of  report 
there  had  been  no  recurrence  of  ulcer  or  serious 
functional  difficulties  in  21  of  22  patients  who 
could  be  followed  for  periods  of  2-7  yr.   Minor 
functional  difficulties  included  milk  intolerance 
(10  of  21),  diminished  appetite  (3  of  21)  and  (8 
of  21,  each)  inability  to  eat  a  full  meal,  post- 
prandial sensations  of  fullness,  and  intermittent 
diarrhea  (triggered  in  6  of  8  by  drinking  milk). 
After  h   yr  of  apparently  complete  recovery,  the^ 
twenty-second  patient  developed  postprandial  pain 
and  a  weight  loss  of  20  kg  over  2  yr,  both  of 
unexplained  origin  in  the  absence  of  X-ray  or 
other  confirmation  of  recurrence  of  the  ulcer. 


10268 


THERAPEUTIC  IMPLICATIONS  OF  DISTURBED 
GASTRIC  PHYSIOLOGY  IN  PATIENTS  WITH 
STRESS  ULCERATIONS.   (E.)   Lucas,  C.  E.  (Wayne 
State  U.  Sch.  Med.,  Detroit,  Mich.),  C.  Sugawa, 
W.  Friend  and  A.  J.  Walt.  Am.    J.    Surg.    123(1): 
25-3'*,  1972. 


The  photographic  gastric  mucosal  changes  ranged 
from  widespread  mottled  area  of  pallor  and 
hyperemia  through  small  discrete  erosions  to 
superficial  ulcers  measuring  up  to  10  cm  in 
diameter.   These  changes  were  found  exclusively 
in  the  acid  secreting  mucosa  and  began  in  the^ 
first  2*4  hr  after  injury.   Intraluminal  gastric 
mucus  concentration  increased  in  amount  when 
stress  persisted  beyond  3  days.  The  average 
concentrations  of  sialic  acid,  hexosamine,  and 
total  hexoses  was  slightly  decreased  in  the_ 
stress  patients;  no  difference  was  present  in 
the  intracellular  concentrations  of  mucus  in 
control  and  stress  patients.   Premonitory  signs 
prior  to  the  onset  of  hemorrhage  include  hyper- 
secretion of  gastric  acid  with  an  increase  of 
volume,  black  flecks  of  altered  blood  and  bile 
in  the  gastric  juice  and  an  accentuation  of 
adynamic  ileus.   Forty-four  patients  in  whom 
vigorous  iced  saline  lavage  did  not  successfully 
control  hemorrhage  requi red  operation.  Although 
not  improving  the  survival  rate,  vagotomy  and 
partial  gastrectomy  were  the  most  successful 
procedure  in  preventing  postoperative  bleeding. 

10269     INTRAOPERATIVE  RELATION  OF  GASTRIC 

SECRETION  ACIDITY  AND  COMPLETE  VAGOTOMY. 
(E.)   Grassi,  G.  (San  Giovanni  Hosp. ,  Rome),  C. 
Orecchia,  I.  Cantarelli  and  B.  Sbuelz.  Surg. 
Gynecol.    Obstet.    1 3't(l) -.35-38,  1972. 

An  intraoperative  test  for  the  completeness  of 
vagotomy,  based  on  pH  variations  of  thegastric 
secretions  following  histamine  stimulation,  is 
described.   Of  80  patients  undergoing  selective 
vagotomy,  in  69  the  gastric  pH  over  the  entire 
mucosa  ranged  from  5.5-7,  and  i n  7  patients  small 
areas  of  the  fundus  showed  low  pH  values  of 
1.2-2.2,  with  surrounding  areas  of  pH  6.2. 
Section  of  a  terminal  branch  of  the  vagus  nerve 
innervating  the  area  of  acid  mucosa  caused  a 
prompt  increase  of  the  pH  level  to  6.2.  The 
same  measureable  responses  occurred  in  a  group 
of  20  in  whom  an  intentionally  incomplete  vagotomy 
was  performed  and  in  20  patients  who  had  a 
mucosal  or  traditional  antrectomy  performed^ i rst. 
This  intraoperative  test  is  useful  in  that  it 
assesses  completeness  of  vagotomy,  the  efficacy 
of  vagotomy  and  improves  the  results  of  highly 
selective  vagotomy. 

10270     POTENTIATION,  BY  NICOTINE,  OF  DUODENAL 

ULCERS  IN  THE  RAT.   (E.)   Robert,  A. 
(Upjohn  Co.,  Kalamazoo,  Mich.).  Proa.    Soa.    Exp. 
Biol.   Med.    139(0:319-322,  1972. 

After  an  overnight  fast,  female  Upjohn  rats   _ 
(derived  from  the  Sprague-Dawley  strain)  received 
a  s.c.  infusion  (at  a  rate  of  13  ml/2A  hr)  of 
pentagastrin  (2  yg/kg/min)  plus  carbachol  (0.1 
yg/kg/min).   Controls  received  only  these  2 
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agents,  while  experimental  rats  received,  in 
addition,  graded  doses  of  nicotine  (S-'tO  pg/kg/min) 
in  the  same  infusion  mixture.  A  few  more  controls 
received  nicotine  alone  at  an  infusion  rate  of 
20  or  kO   yg/kg/min.   Animals  were  sacrificed 
after  2A  hr  of  infusion  and  the  stomach  and  duodenum 
examined.   Nicotine  markedly  increased  the  inci- 
dence of  duodenal  ulcers  as  well  and  the  severity 
and  number  of  ulcers  per  rat.  There  was  a  dose- 
dependent  relationship  with  respect  to  the  number 
of  ulcers  per  rat  and  the  severity  of  the  lesions. 
At  nicotine  doses  of  5  and  10  yg/kg/min  only 
duodenal  ulcers  were  found,  while  at  20  and  kO 
yg/kg/min  the  incidence  of  ulceration  of  the  gastric 
corpus  was  20  and  JOZ,    resp.   The  incidence  of 
duodenal  ulceration  with  nicotine  doses  of  0,  5, 
10,  20  and  AO  yg/kg/min  was  36,  75,  80,  90  and 
901,  resp.   No  ulcers  were  seen  with  the  administra- 
tion of  nicotine  alone. 


10271     THE  INFLUENCE  OF  CAERULEIN-LI KE  PEPTIDES 

ON  GASTRIC  SECRETION  AND  PEPTIC  ULCER 
FORMATION  IN  CATS.   (E.)   Konturek,  S.  J.  (Med. 
Acad.  Inst.  Physiol.,  Cracow,  Poland),  T.  Radecki , 
J.  Biernat  and  P.  Thor.  Digestion   5(1): 1-8,  1972. 

Dose  response  curves  of  acid  output  stimulated  by 
pentagastrin,  natural  caerulein  and  3  synthetic 
caerulein-1 ike  peptides  were  obtained  in  10 
conscious  cats  with  gastric  fistulas.   Natural 
caerulein  produced  similar  maximal  acid  response 
as  that  obtained  with  pentagastrin;  synthetic 
caerulein-1 ike  peptides  were  slightly  less  effec- 
tive than  pentagastrin.   Natural  caerulein  infused 
in  a  constant  dose  of  O.'*  yg/kg/hr  against  varying 
background  doses  of  pentagastrin  caused  some 
increase  in  the  gastric  response  to  lower  doses 
of  pentagastrin.   Maximal  response  to  pentagastrin 
was  sharply  decreased  by  the  addition  of  caerulein 
due  to  duodenal  content  reflux.   Natural  caerulein 
added  in  a  dose  of  0.8  yg/kg/hr  and  synthetic 
caerulein-1 ike  peptides  added  in  a  dose  of  3.2 
yg/kg/hr  to  pentagastrin  infusion  prevented  the 
production  of  or  reduced  the  diameter  of  duodenal 
ulcerations  by  pentagastrin.   This  effect  may  be 
due  to  the  increase  in  gastric  juice  neutralization 
in  the  duodenum. 


10272     THE  ROLE  OF  DISTAL  GASTRECTOMY,  WITH 
AND  WITHOUT  VAGOTOMY,  IN  THE  CONTROL 
OF  CEPHALIC  SECRETION  AND  PEPTIC  ULCER  DISEASE. 
(E.)   Stempien,  S.  J.  (VA  Hosp.,  Long  Beach, 
Calif.),  E.  R.  Lee  and  A.  E.  Dagradi.  Surgery 
71(0:110-117,  1972. 

Subjects  consisted  of  82  male  patients  admitted 
for  postoperative  sequelae  following  either 
Billroth  I  or  I  I  gastrectomy  with  and  without 
vagotomy.   All  underwent  the  insulin  or  tolbutamide 
test  for  the  assessment  of  the  cephalic  phase  of 
gastric  secretion  (the  vago-antral  pathway). 
Subjects  were  studied  from  2  months  to  21  yr  (mean 
5.5  yr)  after  surgery.   Surgery  consisted  of 
antrectomy  alone  in  28  (10  Billroth  I,  18  Type  II) 


and  antrectomy-vagotomy  in  5'»  ('♦O  Type  I  I  ,  1  ^t 
Type  II).  As  reported  previously,  negative  re- 
sults in  the  tests  were  associated  with  absence 
of  recurrent  ulcer  disease,  positive  results 
with  recurrent  ulcer  disease.   No  recurrent  ulcer 
disease  was  seen  in  10  with  borderline  tests,  6 
with  antrectomy-vagotomy  (l,  h;    II,  2)  and  h 
with  antrectomy  alone  (2  each  type).  A  mean  501 
Billroth  I  and  a  mean  60|  Billroth  II  gastrectomy, 
with  a  mean  lesser  curvature  of  8.75  cm,  seemed 
inadequate  to  control  cephalic  secretion,  while 
a  mean  type  I  or  II  gastrectomy  of  IkX   with  a 
mean  lesser  curvature  of  5  cm  controlled  cephalic 
secretion  and  prevented  ulcer  recurrence.  Overall 
there  was  protective  effect  of  vagotomy,  no 
matter  how  inadequate  the  gastrectomy.   There 
were  7  recurrent  ulcers  in  28  with  antrectomy 
alone  and  3  recurrences  in  those  with  vagotomy- 
antrectomy.   Adequate  distal  gastrectomy  without 
vagotomy  did  abolish  cephalic  secretion.   In  13 
Billroth  II  patients  with  positive  tests.  X-ray 
revealed  a  retained  pyloric  segment  in  5  (l  with, 
k   without  vagotomy),  all  of  whom  had  evidence  of 
stomal  ulceration.  A  single  case  is  reported 
to  illustrate  that  vagotomy  may  protect  against 
recurrent  ulcer,  in  spite  of  the  presence  of 
retained  pyloric  mucosa. 


10273     DOSE  RESPONSE  OF  GASTRIC  ACID  TO  INSULIN 

IN  PATIENTS  WITH  DUODENAL  ULCER.   (E.) 
Baron,  J.  H.  (Roy.  Postgrad.  Med.  Sch.  ,  London), 
D.  J.  Cowley,  L.  V.  Gutierrez,  F.  I.  Iweze,  J. 
Spencer  and  J.  Tinker.  Gastroenterology   62(2): 
203-206,  1972. 

Patients  with  duodenal  ulcer  were  given  i.v. 
injections  of  0.1,  0.2  and  O.k   U/kg  of  insulin 
on  different  days.   In  each  of  8  patients  the 
peak  acid  output  after  0.2  U/kg  insulin  was 
higher  than  after  0.1;  the  mean  peak  acid  output 
of  17  patients  with  duodenal  ulcer  after  0.2  U/kg 
was  higher  than  after  0/k   U/kg.   The  mean  lowest 
blood  glucose  levels  after  0.1  and  0.2  U  were 
identical  (20  mgl) .   The  mean  lowest  blood  glucose 
after  0.4  U  was  significantly  lower  than  that 
after  0.2  U.   Insulin-stimulated  acid  secretion 
is  not  an  all  or  none  phenomenon  but  is  dose- 
related  and  also  hypoglycemia  related.   An 
optimum  dose  of  insulin  for  gastric  function 
tests  is  that  dose  which  lowers  the  blood  glucose 
sufficiently  to  allow  near-maximum  vagal  stimulation 
to  occur  without  producing  so  low  a  blood  glucose 
that  acid  secretion  is  depressed.   A  desirable 
blood  glucose  concentration  range  is  15-25  mq%. 


1027't     THE  INFLUENCE  OF  THE  INDIVIDUAL  SURGEON 

AND  OF  THE  TYPE  OF  VAGOTOMY  UPON  THE 
INSULIN  TEST  AFTER  VAGOTOMY.   (E.)   Johnston,  D. 
(Gen.  Infirm.,  Leeds,  England)  and  J.  C.  Goligher. 
Gut   12(12) :963-967,  1971. 

Insulin  tests  were  performed  early  in  the  post- 
operative period  in  676  patients  who  had  under- 
gone truncal  or  bilateral  vagotomy  and  drainage 
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for  duodenal  ulcer  to  assess  the  influence  of 
the  surgeon's  experience  and  to  compare  the 
effects  of  selective  and  truncal  vagotomy. 
Consultants  did  not  fare  significantly  better 
than  more  junior  staff  members,  the  vagotomies 
being  incomplete  in  17.6^  and  12.2^  of  the  cases, 
resp.  The  ability  to  achieve  a  complete  vagotomy 
varied  widely  from  surgeon  to  surgeon,  regardless 
of  his  status.   A  positive  insulin  test,  indicative 
of  an  incomplete  vagotomy,  was  found  in  15.7^  of 
515  patients  with  truncal  vagotomy  and  I'*. 3^  of 
161  patients  after  selective  vagotomy.   "Early" 
positive  responses  (within  1  hr  of  insulin  injec- 
tion) were  seen  in  5.6^  of  the  former  group  and 
3. 1^  of  the  latter. 


10275 


SERUM  GASTRIN  IN  DUODENAL  ULCER.   PART 
II.   EFFECT  OF  INSULIN  HYPOGLYCAEMI A. 
(E.)   Hansky,  J.  (Monash  U.  Dept.  Med.,  Melbourne, 
Australia),  M.  G.  Korman,  D.  J.  Cowley  and  J.  H. 
Baron.  Gut    1 2  (l 2) :959-962  ,  1971. 

Serum  gastrin  in  response  to  insulin  hypoglycemia 
with  and  without  intragastric  neutralization  with 
sodium  bicarbonate,  and  in  response  to  intra- 
gastric bicarbonate  alone  were  measured  in  '♦ 
patients  with  radiological ly-proven  duodenal  ulcer 
and  k   normal  subjects  on  3  separate  occasions. 
In  both  ulcer  patients  and  normals  there  was  a 
significant  increase  in  the  serum  gastrin  level 
in  response  to  insulin  hypoglycemia  alone,  the 
increase  in  ulcer  patients  being  significantly 
greater  than  that  in  controls.   In  response  to 
bicarbonate  alone,  the  serum  gastrin  level  rose 
significantly  in  patients  of  both  groups;  the^ 
rise  above  basal  levels  with  acid  neutralization 
was  not  significantly  different  in  the  2  groups. 
In  response  to  insulin  hypoglycemia  with  bicar- 
bonate, patients  with  ulcers  and  normal  patients 
showed  significant  increases  in  the  serum  gastrin 
level  with  the  increase  in  the  ulcer  group  again 
being  significantly  greater  than  that  in  the 
normal;  however,  the  increase  was  about  3  times 
that  seen  without  acid  neutralization.   The  data 
suggest  an  increase  in  the  rate  of  gastrin  pro- 
duction in  response  to  vagal  stimulation  in 
duodenal  ulcer  and  indicate  a  specific  role  of 
concomitant  acid  secretion  on  vagal ly-stimul ated 
gastrin. 


10276     DOES  AMYLOPECTIN  SULFATE  WORK  IN 

DUODENAL  ULCER  OR  NOT?   (E.)   Littman, 
A.  (VAHosp.,  Mines,  111.).  Gastroenterology 
62(1):1'*1-1'42,  1972. 

Two  contradicting  studies  on  the  effects  of 
amylopectin  sulfate  on  duodenal  ulcer  were  com- 
pared and  contrasted.  Although  dosage  regimens 
were  comparable,  the  patient  populations  were 
different.   In  the  Sun-Ryan  trial  (beneficial 
effect),  patients  entered  only  after  healing  with 
conventional  therapy  had  been  shown  by  X-ray, 
8-10  weeks  after  demonstration  of  the  duodenal 
niche,  and  there  were  presumably  no  symptoms. 


Cockling's  (no  effect)  patients  began  treatment 
within  2  weeks  of  barium  examination,  but  their 
freedom  from  symptoms  was  not  known.   Definitions 
of  recurrence  also  differed.   Sun  and  Ryan  de- 
fined recurrence  in  such  a  way  as  to  imply  that 
symptoms  attributable  to  ulcer  were  absent  in  the 
interim;  this  is  true  in  most  ulcer  patients. 
Cockling  speaks  of  exacerbation  rather  than 
recurrence,  as  a  period  of  increased  ulcer  pain 
including  at  least  7  consecutive  days  when  pain 
occurred  daily  followed  by  a  remission.   His 
definition  implies,  unrightly  so,  that  pain 
caused  by  ulcer  continues  while  under  treatment. 
Unless  or  until  duodenoscopic  examination  or  some 
other  method  proves  practical  for  judging  the 
healing  of  duodenal  ulcer,  appraisal  or  symptomatic 
response  seems  to  be  the  only  method. 

10277     A  TRIAL  OF  AMYLOPECTIN  SULFATE  (SN-263) 

AND  PROPANTHELINE  BROMIDE  IN  THE  LONG 
TERM  TREATMENT  OF  CHRONIC  DUODENAL  ULCER.   (E.) 
Cocking,  J.  B.  (Roy.  Infirm.,  Sheffield,  England), 
Gastroenterology   62 (l): 6-10,  1972. 

Subjects  consisted  of  61  patients  with  at  least 
a  2-yr  history  of  symptoms  of  duodenal  ulcer- 
disease,  confirmed  by  radiographic  examination, 
and  without  other  clinical  disease.   During  the 
ijS-week  period  of  this  study,  subjects  received 
amylopectin  sulfate  (SN-263;  500  mg  at  3-hr 
intervals,  six  times  daily)  and/or  propantheline 
(15  mg,  one  tablet  p.o.  3  times  during  the  day 
and  2  tablets  at  night)  or  their  respective 
placebos.   Subjects  were  asked  to  lead  normal 
lives,  stop  smoking,  and,  when  necessary ,  un-^ 
restricted  antacids,  sedation  and  a  gastric  diet 
were  prescribed.  At  the  end  of  48  weeks,  neither 
agent  alone  nor  in  combination  had  caused  any. 
significant  symptomatic  or  radiographic  improvement 
in  comparison  with  controls  (placebo  of  both 
agents  3  on  active  amylopectin  and  1  on  double 
placebo).   During  the  trial,  k   were  withdrawn, 
2  because  of  heartburn  and  2  with  severe  pain 
necessitating  gastric  surgery.   During  the  6- 
month  period  following  this  trial,  9  required 
surgery  for  severe  pain  [h   on  active  amylopectin, 
1  on  double  placebo).   In  terms  of  exacerbations 
per  week,  those  on  active  therapy  fared  worse 
than  those  on  placebo.   Side  effects  consisted 
of  diarrhea  in  1  patient.  A  small  hematemesis 
and  melena  in  1  patient  necessitated  no  change 
in  treatment. 


10278     STUDIES  ON  GASTROINTESTINAL  HORMONES 

VI.   ANT  I -SECRETORY  AND  ANT  I -ULCEROGEN 10 
ACTIVITIES  OF  A  SUBSTANCE  EXTRACTED  FROM  THE 
MUCOSA  OF  STOMACH  OF  WHALE.   (Jap.)  Tachibana, 
K.  (Nissui  Pharm.  Co.,  Tokyo),  H.  Kabeno  and  Y. 
Kobayashi.  Nippon  Yakurigaku  Zasshi   (Folia 
Pharmaool.   Jap.)   67(3)  :27'*-290,  1971. 

A  gastric  glycopeptide,  isolated  from  the  mucosa 
of  the  third  stomach  of  the  finback  whale 
(Balaenoptera  physalis  L.) ,  showed  gastric 
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antisecretory  and  anti-ulcerogenic  activity  when 
injected  i.v.  into  pylorus-1 igated  rats.   The 
secretion  of  gastric  acid  was  decreased.   The 
inhibitory  dose  (0.1^-0.36  mg/kg)  antagonized  the 
pH-decreasing  effects  of  the  stimulants,  acetyl- 
choline chloride,  histamine  2HC1  and  tetragastrin 
in  rats  in  which  the  stomach  was  perfused  with 
0.1  ml  NaOH  at  pH  8.5.   The  glycopeptide  antagonized 
the  gastric  acid-stimulating  effects  of  histamine 
2HC1  and  tetragastrin  in  dogs  with  Heidenhain 
pouches.   Ulcerogenic  changes  were  induced  in  the 
stomachs  of  rats  by  ligating  the  pylorus,  by  s.c. 
injection  of  5-hydroxytryptami ne,  by  i.v.  injec- 
tion of  reserpine  and  histamine,  by  starving  the 
animals,  or  by  s.c.  injections  of  prednisolone 
and  acetic  acid.   I.V.  injections  of  the  glyco- 
peptide in  these  animals  inhibited  the  ulcerogenic 
changes  in  the  stomach. 


before  surgery)  appeared  to  aggravate  rather 
than  to  inhibit  ulcer  formation.   When  small 
doses  of  atropine  were  administered,  the  sialic 
acid  concentration  of  gastric  juice  increased 
while  the  sialic  acid  content  of  the  gastric 
mucosa  remained  unchanged.   Deep  bleeding  ulcers 
were  present  in  the  gastric  mucosa  7  hr  after 
administration  of  phenylbutazone  (75  mg/kg  i.p.) 
to  these  rats;  sialic  acid  values  remained  un- 
changed.  These  findings  suggest  that  atropine 
acts  by  breaking  the  mucus  barrier  and  that 
phenylbutazone  inhibits  mucus  production.   Ulcer 
formation  was  inhibited  by  t ri pelennami ne  (30 
mg/kg);  phenoxybenzami ne  (kO   mg/kg  i ntraduodena lly) 
a-methyldopa  (^40  mg/kg  p.o.),  promethazine  {kO 
mg/kg  s.c),  and  propantheline  bromide  (20  mg/kg 
s.c.)  had  no  effect  on  ulcer  formation  or  on 
sialic  acid  contents. 


10279     THE  EFFECTS  OF  ANTI-ULCER  AGENTS  ON 

I NDOMETHAC IN- INDUCED  GASTRIC  ULCERATION 
IN  THE  RAT.   (E.)   Lee,  Y.  H.  (G.  D.  Searle  Co., 
Chicago,  111.),  K.  W.  MoHison  and  W.  D.  Cheng. 
Arah.    Int.    Pharmaoodyn .    Ther.    192 (2) : 370-377 ,  1971. 

A  dose  of  15  mg/kg  (i.p.)  of  indomethacin- i nduced 
ulcers  in  nearly  100?  of  the  rats  and  was  chosen 
in  all  experiments.   At  this  dose,  indomethacin 
had  no  significant  effect  on  gastric  juice  volume, 
acid  concentration  or  total  acid  output  in  the 
pylorus-1  igated  rat.   Bilateral  vagotomy  completely 
inhibited  the  ulcer  inducing  effect  of  indomethacin 
and  indicated  that  the  vagus  nerve  was  important 
in  the  production  of  gastric  ulcers  by  indomethacin. 
Both  propantheline  (an  anticholinergic)  and  SC-15396 
(an  anticholinergic  antisecretory  compound)  were 
effective  in  reducing  the  number  of  rats  with 
ulcers  and  the  average  number  of  ulcers  per  rat. 
Propantheline  completely  inhibited  ulceration  at 
a  dose  of  20  mg/rat  which  again  indicated  the 
important  role  of  the  vagus  in  the  production  of 
ulcers  by  indomethacin.   SC-15396  completely 
inhibited  ulceration  at  a  dose  of  100  mg/rat, 
whereas  sodium  amylosulfate  was  inactive  at  doses 
up  to  200  mg/rat.   These  results  question  the 
"mucus"  hypothesis  for  indomethacin-induced  ulcers 
and  seemingly  implicates  the  vagus  nerve  as  the 
possible  causative  agent. 


10281     POLYPOID  REPARATIVE  MUCOSAL  PROLIFERATION 

AT  THE  SITE  OF  A  HEALED  GASTRIC  ULCER: 
SEQUENTIAL  GASTROSCOP I C ,  RADIOLOGICAL,  AND 
HISTOLOGICAL  OBSERVATIONS.   (E.)   Mori,  K. ,  H. 
Shinya  and  \i .     I.  Wolff  (Beth  Israel  Med.  Ctr., 
New  York,  N.  Y.).  Gastroenterology   61(4,  Pt.  1): 
523-529,  1971. 

An  unusual  example  of  polypoid  mucosal  proliferation 
at  the  site  of  healing  of  a  bleeding  gastric  ulcer 
was  observed  during  a  follow-up  examination  of  a 
gastric  ulcer  in  a  55-yr-old  man.   Grossly  the 
mass  measured  0.8  cm  in  its  greatest  diameter. 
Microscopically  the  polyp  was  composed  of  gastric 
pits  and  tubular  gastric  glands.   The  gastric 
pits,  which  constituted  the  major  portion  of  the 
polyp,  revealed  increased  depth  and  diameter 
with  occasional  saccular  dilation.   The  gastric 
glands  were  identical  with  those  in  the  surrounding 
gastric  mucosa,  not  only  in  cytologic  appearance 
but  also  in  size,  shape,  and  number.   The  height 
of  the  lining  epithelium  was  markedly  increased 
but  the  nuclei  were  uniformly  located  adjacent 
to  the  basement  membrane  and  no  cytological 
irregularities  were  found  in  these  epithelial 
cells.   Thus,  the  polypoid  configuration  of  the 
lesion  was  produced  mainly  by  proliferation  of 
the  gastric  pits  and  the  surface  epithelium. 


i 
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10280     MEASURING  THE  RESISTANCE  OF  THE  PROTECTIVE 

MUCUS  BARRIER  IN  THE  STOMACH:   A  MODIFI- 
CATION OF  SHAY'S  TECHNIQUE.   (Fr.)   Pallarfes,  J. 
(Sandoz  Co.  Med.  Biol.  Res.,  Basel,  Switzerland) 
and  V.  Scarselli.  Arch.    Int.    Pharmaoodyn.    Ther. 
192(1):37-A7,  1971. 

Instillation  of  7  ml  of  gastric  juice  or  a  0.25? 
HCl  solution  containing  pepsin  into  the  stomachs 
of  fasting  rats  that  had  undergone  pyloric  ligation 
and  vagotomy  produced  characteristic  ulcers 
throughout  the  glandular  part  of  the  stomach. 
Female  rats  were  more  susceptible  to  ulcer  formation 
than  males.  Atropine  (5  mg/kg  s.c.  30  min  before 
surgery  or  5  mg/kg  s.c.  twice  a  day  for  3  days 


10282     ON  THE  EFFECT  OF  SELECTIVE  PROXIMAL 

VAGOTOMY  ON  THE  PARIETAL  CELLS  IN 
DUODENAL  ULCERS.   (E.)   Holle,  G.  (Munich  U. 
Surg.  Polyclin.,  Germany),  A.  Schauer  and  K. 
Fellner.  Chir.    Gastroenterol.    5 (3) :310-31 7,  1971. 

After  selective  proximal  vagotomy  and  pyloroplasty 
in  cases  of  duodenal  ulcers  the  decrease  in  basal 
secretion  led  to  an  examination  of  the  fundic 
mucosa  morphologically  and  hi stochemical ly .   From 
endoscopical ly  produced  pre-  and  postoperative 
biopsies  on  85  patients  suffering  from  duodenal 
ulcers,  20  cases  were  selected.   The  chief  and 
parietal  cells  were  counted  in  areas  of  from 
5000-7000  chief  cells  and  an  index  established 
for  the  parietal  cells.  An  average  decrease  of 
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36%  in  the  density  of  the  parietal  cells  was  noted 
in  the  postoperative  period.  The  distribution 
of  the  parietal  cells  prior  to  surgery  was  dOl 
in  the  upper  third  as  compared  to  52^  after 
surgery.   in  individual  regions  of  the  gland  the 
parietal  cells  decreased  after  surgery  by  hk°4    in 
the  upper  region,  by  22^  in  the  medial  region, 
and  by  3\%    in  the  lower  region.  The  succinate 
dehydrogenase  activity  of  the  parietal  cells 
decreased  on  the  average  18^  as  determined  histo- 
chemically  and  by  absorption  photometry.  The 
decrease  in  these  2  parameters  parallels  a  post- 
operative decrease  in  acid  secretion. 


ulcer  and  in  2  cases  no  ulcer.  The  previous 
surgery  was  a  Billroth  I  resection  in  12  cases, 
k   of  whom  had  abdominal  vagotomy,  and  a  Billroth 
II  resection  in  19  cases,  3  with  abdominal  vagotomy. 
Only  patients  who  had  undergone  a  Billroth  II 
procedure  were  cured  (9  of  18).   None  of  the 
patients  with  Billroth  I  resections  were  cured 
and  only  2  of  12  had  improved.   Isoperistaltic 
jejunal  interposition  has  been  abandoned  by  the 
authors  in  the  treatment  of  pure,  severe  dumping 
syndrome  except  where  severe  dumping  is  associated 
with  bilious  vomiting.   It  is  believed  that  the 
6  cured  patients  had  "dumping  like"  symptoms 
related  to  the  afferent  loop. 


10283     VARIATIONS  IN  SECRETION  DURING  GASTRIC 

RESECTION  FOR  DUODENAL  ULCER.   (E.) 
Grassi,  G.  (St.  Giovanni  Hosp.,  Rome),  C.  Orecchia, 
B.  Sbuelz,  I,  Cantarelli  and  G.  B.  Grassi,  Jr. 
Chir.    Gastroenterol.    5(3)  :3l8-32it,  1971. 

Forty  patients  with  duodenal  ulcers  ranging  in 
age  from  32-55  yr,  36  men  and  k   women,  were 
tested  for  gastric  secretion  during  operation  by 
means  of  a  pH  meter.   Stimulation  by  slow  infusion 
was  applied  in  20  cases  with  pentagastrin  and  in 
20  cases  with  histamine.  Of  the  ^40  patients,  10 
underwent  gastric  resection,  15  typical  antrectomy 
and  15  mucosal  antrectomy.   In  the  10  patients 
who  underwent  gastric  resection,  the  exploratory 
electrode  gave  a  pH  value  of  3.6  over  the  surface 
stroma,  near  the  mucosa  of  the  fundus  the  pH  de- 
creased to  2.3.   In  the  other  30  patients  the 
area  between  the  gastric  body  and  antrum  pH  was 
3.6,  at  the  fundus  values  were  2.2  with  abrupt 
variations  by  moving  the  electrode  as  little  as  1^ 
cm.  These  acid  values  were  found  with  pentagastrin 
and  histamine  stimulation.  After  vagotomy  and 
careful  cleansing  of  the  mucosa,  pH  values  of  6.i) 
were  obtained  which  did  not  fluctuate  despite 
continued  stimulation  with  histamine  and  penta- 
gastrin. These  results  confirm  that  after  removal 
of  the  antral  area  the  presence  of  acidity  in  the 
fundus  is  attributed  to  the  number  of  parietal 
cells  and  the  fundamental  role  of  the  vagus  on  the 
glandular  mass  in  relation  to  stimuli. 


10284     CLINICAL  EXPERIENCE  WITH  ISOPERISTALTIC 
INTERPOSITION  OF  A  JEJUNAL  SEGMENT  FOR 
THE  INCAPACITATING  DUMPING  SYNDROME.   (E.)   Fenger, 
H.  J.  (Natl.  Hosp.,  Copenhagen),  E.  Gudmand-H«Syer, 
h".  e'.  Kallehauge  and  M.  Andreassen.  Ann.    Surg. 
175(2)  :27'*-28l,  1971. 

Thirty-one  patients  with  incapacitating  dumping 
syndrome  of  at  least  1  yr  duration  had_ reconstruc- 
tional  surgery  consisting  of  an  isoperistaltic 
gastroduodenal  interposition  of  10-15  cm  of  jejunal 
segment  and  abdominal  vagotomy,  when  this  had  not 
been  performed.   Operative  lethality  was  ml  and 
30  of  the  patients  were  followed  from  13-71  months. 
Six  patients  were  cured,  5  have  improved  and  19 
reported  unsatisfactory  results.  The  primary 
lesion  in  21  patients  was  a  duodenal  ulcer,  in  7 
patients  a  gastric  ulcer,  in  1  case  a  prepyloric 


10285     GASTRIC  MOTILITY  IN  DUODENAL  ULCER 

PATIENTS.   (Ger.)   Schmid,  E.  (Dist. 
Hosp.,  Goppingen,  Germany)  and  G.  Hintz.   Z. 
Gastroenterol.    9(5):367-370  6  XVII,  1971. 

No  significant  differences  could  be  demonstrated 
between  39  healthy  volunteers  and  21  patients 
with  nonhemorrhagic  duodenal  ulcer,  as  concerned^ 
the  absolute  number  of  Type  II  or  Type  III  gastric 
contractions  occurring  during  a  150-min  observation 
period  with  intragastric  instillation  of  20  ml 
placebo  solution  at  the  end  of  the  first  30  min. 
However,  as  compared  to  the  pre-i nst i 1 1  at  ion 
frequency  per  30  min,  the  healthy  controls  showed 
a  progressive,  significant  increase  of  the  number 
of  Type  II  contractions  per  30-min  interval  during 
the  first  2  post-instillation  intervals,  followed 
by  a  progressive,  significant  decrease  during 
the  2  intervals  which  followed.   This  phenomenon 
was  not  exhibited  by  the  ulcer  patients. 


10286     DIFFICULTIES  IN  TREATMENT  OF  LUNG 

TUBERCULOSIS  IN  PATIENTS  WITH  COEXISTENT 
PEPTIC  ULCER.   (Pol.)   Stanek,  S.  (Prov.  Hosp., 
Tuszyn,  Poland)  and  D.  Stanek.  Wiad.    Lek. 
2i»(2l):l877-l883,  1971. 


10287  ADRENOCORTICAL  HORMONE  DISTURBANCES  AND 
GASTRIC  AND  DUODENAL  ULCER.   (Pol.) 

Plotnicki,  T.  (KW  MO  Hosp.,  Cracow,  Poland)  and 
B.  Plotnicki.  Wiad.    Lek.    2i*  (16) :  1  533-1  535  ,  1971. 

10288  THE  DYNAMICS  OF  HOSPITAL  STAY  OF  ULCER 
PATIENTS.   (Ger.)   Cremerius,  J. 

(Justus  Liebig  U.,  Polyclin.,  Giessen,  Germany). 
Z.  Psyahosom.   Med.    Psyahoanal.    1  7  (3"'*)  =282-293  , 
1971. 

10289  CHANGES  IN  THE  HEPATIC  RHEOGRAM  IN 
GASTRODUODENAL  ULCER  AND  CHRONIC 

HYPERACIDIC  GASTRITIS,  (Rus.)  Epshtein,  E.  E. 
and  R.  D.  Rogova.  Zdravookhr.  Beloruss.  17(2): 
26-29,  1971. 

10290  EXCRETION  OF  SEX  HORMONES  IN  PATIENTS 
WITH  DUODENAL  ULCER.   (Rus.) 

Kochkarev,  V.  M.  Ter.   Arkh.    i*3(lO)  :31-35,  1971. 
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10291     PERSONALITY  FEATURES  AND  THE  PSYCHOSOMATIC 

INTERRELATIONSHIPS  IN  PATIENTS  WITH  THE 
GASTRIC  ULCERATIVE  DISEASE  (DUODENUM)  AND  CHRONIC 
NONSPECIFIC  ULCERATIVE  COLITIS.   (Rus.)   Belov, 
V.  P.  (2nd  Med.  Inst.,  Moskow).  Zh.    Neuropatol. 
Psikhiatr.    Korsakov.    71 (9) : 1385-1390,  1071. 


10292     EXPERIENCE  OF  THE  THERAPEUTIC  USE  OF 
THE  ANABOLIC  STEROID  METANDIENONE  IN 
COMBINATION  WITH  QUATERON  IN  EXACERBATIONS  OF 
PEPTIC  ULCER.   (Rus.)   Vakhrushev,  I.  M.  Ter. 
Arkh.    43(lO):26-30,  1971. 


10293     GASTRIC  AND  DUODENAL  ULCERS:   ARE  THEY 

TWO  DIFFERENT  DISEASES?   (Por.) 
Bettarello,  A.  (U.  Sao  Paulo  Sch.  Med.,  Brazil). 
Bev.    Hasp.    Clin.    Fao.    Med.    Sao  Paulo   26(i») :  153-158, 
1971. 


1029^4     THE  LONG  TERM  RESULTS  OF  SELECTIVE 

SURGERY  OF  GASTRODUODENAL  ULCER.   (E.) 
Toader,  C.  (Inst.  Med.,  Cluj,  Rumania)  and  I. 
Toader.  Rev.    Med.    Chir.    lasi   75 (2) : 371-378,  1971 


10295     CLINICAL  AND  THERAPEUTIC  ASPECTS  OF 

GASTRODUODENAL  ULCER  HEMORRHAGE  IN  THE 
AGED.   (Rum.)   Lazar,  C.  (Inst.  Med.,  lasi, 
Rumania),  C.  Dolinescu  and  M.  Chi  fan.  Rev.    Med. 
Chir.    lasi   75  (2) : 379-384,  1971. 


10296     CLINICAL  VALUE  OF  GASTRIC  SECRETORY  TEST. 

(Sw.)   Dotevall,  G.  (Sahlgrenska  Hosp., 
Goteborg,  Sweden)  and  A.  Walan.  Novd.    Med.    86('i5): 
1293-1297,  1971. 


10297     CURATIVE  EFFECTS  OF  PLP  INJECTION  (HUMAN 

PLACENTA  PREPARATION)  ON  EXPERIMENTAL 
ULCER  PRODUCED  BY  THERMAL  INJURY.   (Jap.)   Sakae, 
K.  (Kyoto  Gen.  Med.  Chem.  Lab.,  Japan),  I.  Suzuki 
and  A.  Matsumura.  Pharmaaome trios    (Tokvo)    5(1): 
159-167,  1971. 


10301     THE  CARBOHYDRATE  METABOLISM  AND  GLYCO- 

GENETIC  FUNCTION  OF  THE  LIVER  AFTER 
GASTRECTOMY  FOR  PEPTIC  ULCER.   (Rus.)   Margulis, 
F.  B.  Khirurgiia    (Mosk.)    47  (9) : 21-24  ,  1971. 


10302     PATHOGENESIS,  CLINICAL  PICTURE  AND 
TREATMENT  OF  PEPTIC  ULCER.   (Rus.) 
Ananiev,  V.  G.,  A.  S.  Gadzhiev,  V.  P.  Spivak  and 
G.  E.  Tovstol i tkin.  Khirurgiia    (Mosk.)    47(9): 
16-21,  1971. 


10303     VAGOTOMY  IN  THE  TREATMENT  OF  DUODENAL 

ULCER.   (Rus.)   Sitenko,  V.  M.  and  A.  A. 
Kurigin.  Khirurgiia    (Mosk.)    47(9):9-l6,  1971. 


10304     SOME  MOOT  QUESTIONS  IN  SURGERY  OF 

PEPTIC  ULCER.   (Rus.)  Maiat,  V.  S. 
and  I.  M.  Pants i rev.  Khirurgiia    (Mosk.)    47(9) 
3-9,  1971. 


10305     PEPTIC  ULCER.   ETIOPATHOGENESIS  AND 

THERAPY.   (Por.)   Noleto,  P.  A,  (State 
U.  Guanabara  Dept.  Med.,  Rio  de  Janeiro,  Brazil), 
Rev.    Bras.   Med.    28  (5) :  191-194 ,  1971. 


10306     COAGULATING  AND  ANTI COAGULAT I NG  SYSTEMS 

OF  THE  BLOOD  IN  PATIENTS  WITH  ULCERS 
COMPLICATED  BY  HEMORRHAGE.   (Rus.)   Chistiakov, 
V.  A.  (Clin.  Hosp.,  Kiev,  USSR).  Klin.    Khir. 
5l(9):31-35,  1971. 


10307 

(Rus.) 
3-10, 


10308 


THE  PATHOGENETIC  SUBSTANTIATION  OF 
PROPHYLACTIC  TREATMENT  OF  PEPTIC  ULCER. 
Samson,  E.  I.  Klin.    Med.    (Mosk.)    49(6): 
1971. 


HISTAMINE  METABOLISM  IN  PATIENTS 
OPERATED  FOR  GASTRODUODENAL  PEPTIC 

ULCER.   (Rus.)   Gramenitski i ,  A.  B.  Khirurgiia 

(Mosk.)   47(9):24-28,  1971. 


10298 

(Pol.) 
Clin, 
and  J. 
1971. 


PEPTIC  ULCER  IN  BRONCHIAL  ASTHMA  AND 
OTHER  CHRONIC  RESPIRATORY  DISEASES. 
Kaszewska  Jablonska,  I.  (Med.  Acad  1st 
Intern.  Dis.,  Gdansk,  Poland),  K.  Szulczynska 
Przezdziak.  Przegl.    Lek.    28(8) :5l8-521  , 


10299     GASTRIC  OR  DUODENAL  ULCER  AND  THE  MORE 
IMPORTANT  INTERNAL  AND  ENVIRONMENTAL 


FACTORS.   (Pol.)   Bojanowicz,  K. 
Clin.  Intern.  Dis.,  Lodz,  Poland) 
Z.  Durasiewicz  and  N.  Szeszenia. 
27(7):457-460,  1971. 


(Med.  Acad.  1st 
,  A.  Zubowskt , 

Przegl.   Lek. 


10300     DUODENAL  ULCER:   ITS  SURGICAL  TREATMENT. 

(Sp.)   Piquinela,  J.  A.  Prensa  Med. 
Argent.    58(29) : 1484-1 489,  1971. 


10309     PEDICLE  PYLOROPLASTY.   (E.)   Randolph, 

J.  G.  (Child.  Hosp.,  Washington,  D.  C). 
J.    Pediatr.    Surg.    6 (3) : 388-392,  1971. 


10310     ON  THE  CAUSE  OF  GASTRIC  AND  DUODENAL 

ULCERS.   (E.)   Dragstedt,  L.  R.  (U. 
Florida  Dept.  Surg.,  Gainesville).  J.    R.    Coll. 
Surg.    Edinb.    16  (5)  :  251 -263  ,  1971. 


10311     PERFORATION  OF  PEPTIC  ULCERS  OF  THE 

STOMACH  AND  DUODENUM.   (Ger.)   Brunner, 
H.  (Univ.  Surg.  Clin.,  Mainz,  Germany),  A. 
Schmitt  Koppler,  C.  P.  Ehlert  and  H.  B.  Puhl . 
Munoh.   Med.    Woahensohr.    1 1 3 (42) : 1 365-1 370,  1971. 
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10312     NICOTINE  AND  PEPTIC  ULCER.  (Pol.) 

Konturek,  S.  J.  (Med.  Acad.  Inst. 

Physiol.,  Cracow,  Poland).  Pol.    Tyg.  Lek.    26('i6) 
1765-1768,  1971. 


10313     PATHOGENESIS  AND  MEDICAL  TREATMENT  OF 

PEPTIC  ULCER.   (It.)   Stocchi,  F. 
(Pious  Inst.,  Rome).  Policliniao    [Prat.]    78(20): 
827-8'»9,  1971. 


1031') 


CLINICAL  TRIAL  OF  A  PEPSIN  INACTIVATOR 
IN  THE  TREATMENT  OF  PEPTIC  ULCER.   A 

PRELIMINARY  REPORT.   (E.)   Viranuvatti,  V. 

(Siriraj  Hosp.,  Bangkok,  Thailand),  0.  Chearanai 

and  C.  Kalayasiri.  J.    Med.    Assoc.    Thai.    5't(9): 

625-629,  1971. 


10315 


PEPTIC  ULCER  IN  PREGNANCY.   (Fr.) 
Kairis,  N.  M.  (U.  Alexandria  1st  Obstet. 

Gynecol.  Clin.,  Athens)  and  M.  G.  Papapostolou. 

Gynecol.    Obstet.    70(2) -.189-19'*,  1971. 

10316  BIOPSY  STUDIES  ON  THE  QUESTION  OF  ULCER 
SCAR.   (Ger.)   Rosch,  W.  (Univ.  Med. 

Clin.,  Erlangen,  Germany),  H.  Schaudig,  K.  Elster 
and  L.  Demling.  Endoscopy   3  (3) : 1 29-1 37,  1971. 

10317  BASAL  AND  AUGMENTED  H I STAM I NE-ST IMULATED 
ACID  SECRETION  OF  GHANAIANS.   (E.) 

Wosornu,  J.  L.  (Roy.  Postgrad.  Med.  Sch.,  London). 
East  Afr.    Med.    J.    '48(7)  :322-326 ,  1971. 


10318 


RESULTS  OF  PRIMARY  RESECTION  IN  212 
CASES  OF  PERFORATED  GASTRIC  AND  DUODENAL 
ULCER.   (Ger.)   Melchert,  R.  (Reg.  Hosp.,  Gera, 
Germany)  and  K.  Kopetsch.  Zentralbl.    Chir.    96 ('♦I); 
l'»15-l't19,  1971. 


10321  THE  PLACE  OF  VAGOTOMY  IN  THE  TREATMENT 
OF  GASTRODUODENAL  ULCER.   (Rum.) 

Mandache,  F.  (Br incovenesc  Hosp.,  Bucharest),  M. 
Vasiliu  and  L.  Stratulat.  Cluj .    Med.    i+A  (2) : 269-280, 
1971. 

10322  PRESENT  DAY  TREATMENT  OF  PERFORATED 
GASTRODUODENAL  ULCER.   (Rum.)   Nana,  A. 

(1st  Surg.  Clin.,  Rumania),  C.  Mircioiu  and  E. 
Trelea.  Cluj .    Med.    '♦'♦(2)  :2'43-250,  1971. 


10323     PRESENT  TRENDS  IN  THE  TREATMENT  OF 

ULCERS  ACCORDING  TO  THE  CASE  RECORDS 
OF  THE  FIRST  SURGICAL  CLINIC,  CLUJ.   (Rum.) 
Nana,  A.  (Inst.  Med.  Pharm. ,  Cluj,  Rumania),  C. 
Mircioiu  and  M.  Nana.  Chiruvgia    (Bucur. )    20(8) 
673-686,  1971. 


1032'*     MODIFIED  CAFFEINE  TEST  OF  GASTRIC 

SECRETION'  IN  THE  DIAGNOSIS  OF  DUODENAL 
ULCER.   (Cz.)   Paleckova,  M.  (Prague  Hosp.)  and 
Z.  Maratka.  Cesk.    Gastroenterol.    Vyz.    25(7): 
29'*-299,  1971. 


10325  USE  OF  A  COMPUTER  IN  DUODENAL  ULCER 
SURGERY.   (E.)   Kennedy,  F.  (Western 

Infirm.,  Glasgow,  Scotland).  Br.    J.    Surg.    58(10): 
785-786,  1971. 

10326  THE.  DELAYED  INSULIN  TEST  AND  RECURRENT 
DUODENAL  ULCERATION.   (E.)   Watkin, 

D  F.  L.  (Roy.  Infirm.,  Sheffield,  England).  Br. 
J.   Surg.    58(10) :775-780,  1971. 

10327  PREDICTION  OF  SUCCESS  OR  FAILURE  OF 
GASTRIC  SURGERY.   (E.)   McColl,  I. 

(St.  Bartholomew's  Hosp.,  London),  J.  E.  Drinkwater, 
I.  Hulme  Moir  and  S.  P.  B.  Donnan.  Br.    J.    Surg. 
58(10) :768-771,  1971. 


10319     CRANIOCEREBRAL  TRAUMA,  WITH  SPECIAL 

REFERENCE  TO  STRESS  ULCER.   (Ger.) 
Kindler,  M.  (Reg.  Hosp.,  Gorl i tz  Germany  and  R. 
Schroth.  Btsch.    Gesundheitsw.    26(30)  :  l'tl't-1 '*16, 
1971. 


10328     SHOULD  THE  GASTRIC  ANTRUM  BE  VAGALLY 

DENERVATED  IF  IT  IS  WELL  DRAINED  AND  IN 
THE  ACID  STREAM?   (E.)   Johnston,  D.  (Gen,  Infirm. 
Leeds,  England),  C.  S.  Humphrey,  R.  B.  Smith  and 
A.  R.  Wilkinson.  Br.   J.   Surg.    58(10) :725-731 , 
1971. 


10320     SOME  ASPECTS  OF  ULCERS  WITH  DUAL  LOCALIZA- 
TION IN  STOMACH  AND  INTESTINE.   (Rum.) 
loan,  S.  (Blaj  Hosp.,  Rumania),  P.  E.  Enea  and 
M.  F.  Cornel,  Cluj.    Med.    kk(2)  ■.h35-'i38,    1971. 


10329     VAGOTOMY  FOR  GASTRIC  ULCER  COMBINED 
WITH  DUODENAL  ULCER.   (E.)   Douglas, 
M.  C.  (Roy.  Infirm.,  Sheffield,  England)  and 
H.  L.  Duthie,  Br.    J.    Surg.    58(10)  :721-72'»,  1971 
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10330     "PSEUDOTUMOR  EFFECT"  IN  HYPOTONIC 

DUODENOGRAPHY.   REPORT  OF  2  CASES.   (E.) 
Kikkawa,  K.  (Guthrie  Clin.,  Sayre,  Pa.)  and  J.  T. 
Littleton.  Radiology   102(3) :527-530,  1972. 

A  AA-yr-old  white  male  presented  with  a  weight 
loss  of  30  pounds  over  h   yr,  anorexia,  nausea, 
postprandial  epigastric  fullness  and  vomiting 
upon  eating  rich  foods.   Laboratory  studies  were 
normal  and  an  upper  gastrointestinal  series 
showed  a  long,  stenosing  lesion  in  the  first  and 
second  portions  of  the  duodenum,  while  the  small 
intestine  study  was  normal.   Hypotonic  duodenography 
showed  the  contour  of  this  segment  to  be  fine  and 
irregular,  and  small  contour  defects  were  also 
present  along  the  medial  aspect  of  the  C-loop. 
The  diagnosis  of  an  infiltrative  neoplastic  lesion 
encircling  the  duodenum  was  not  borne  out  as  much 
as  surgery  revealed  granulomatous  enteritis  of 
the  proximal  duodenum.  A  54-yr-old  male  presented 
with  indigestion  and  vomiting  of  several  days 
duration,  crampy  epigastric  pain  and  tarry  stools. 
The  standard  upper  gastrointestinal  study  revealed 
a  possible  contour  defect  along  the  lateral  aspect 
of  the  apex  of  the  duodenal  bulb  and  the  adjacent 
mucosal  folds  were  slightly  prominent.   Hypotonic 
duodenography  revealed  a  3  X  2  cm  intramural  mass 
containing  an  ulcer  crater,  with  a  presumptive 
diagnosis  of  an  ulcerating  tumor  metastatic  to 
the  duodenal  wall  or  an  intramural  benign  tumor 
such  as  a  leiomyoma  associated  with  ulceration. 
Laparotomy  revealed  a  large  peptic  duodenal  ulcer 
and  a  vagotomy  and  pyloroplasty  were  performed. 


10331     HEMODYNAMIC  EFFECTS  OF  SUPERIOR  MESENTERIC 

ARTERY  OCCLUSION:   A  COMPARISON  IN 
ANESTHETIZED  AND  UNANESTHETIZED  DOGS.   (E.) 
Wilson,  J.  M.  (Cornell  U.  Med.  Ctr. ,  New  York, 
N.  Y.)  and  P.  A.  Ebert.  Ann.    Surg.    175  (2)  :21'4-222. 
1972. 

The  effects  of  acute  superior  mesenteric  artery 
occlusion  on  myocardial  function  and  on  isolated 
rabbit  cardiac  muscle  was  studied  in  unanesthet ized 
and  anesthetized  dogs.  The  dogs  were  divided 
into  6  groups.   Group  1  of  12  dogs  had  superior 
mesenteric  occlusion  for  6  hr;  Group  2  had  occlusion 
for  3  hours  and  long  term  follow-up;  Group  3  were 
controls;  Group  ^t  were  anesthetized  with  pento- 
barbital sodium  and  had  occlusion;  Group  5  re- 
ceived only  the  anesthetic.   Morphine  sulfate  was 
the  only  agent  used  for  the  unanesthet ized  dogs. 
After  6  hr  of  occlusion  in  the  unanesthet ized 
animals  there  were  minimal  hemodynamic  changes 
in  the  dog  and  no  decrease  in  contraction  of 
isolated  muscle  strips.  A  decrease  in  cardiac 
output  and  mean  aortic  pressure  was  noted  in  the 
anesthetized  animals  and  their  serum  samples 
decreased  contractility  of  isolated  muscle  strips. 
The  effect  of  the  serum  on  the  muscle  strips  re- 
mained after  hi   hr  of  dialysis  of  the  serum. 
This  suggests  that  circulatory  myocardial  depressant 
factors  may  be  related  to  the  anesthetic  agent  or 
to  a  metabolic  byproduct. 


10332     MECKEL'S  DIVERTICULUM  AS  THE  CAUSE  OF 

SEVERE  ABDOMINAL  DISEASE.   (Ger.) 
Bottcher,  R.  F.  H.  (Karl  Marx  U.  Surg.  Clin., 
Leipzig,  Germany),  H.  Bellmann  and  H.  Graetz. 
Dtsoh.    Gesundheitsw.    26(35) : 1 667- 1 669,  1971. 

in  a  20-yr  period  24  patients  underwent  intestinal 
resection  for  Meckel's  diverticulum.   In  8 
patients  the  diagnosis  was  made  by  chance  at 
appendectomy,  8  patients  had  clinical  symptoms 
of  this  malformation,  and  the  remaining  8  patients 
presented  with  complications.   These  consisted 
of  perforation  of  the  diverticulum  {k) ,    ileus 
caused  by  strangulation  (2)  or  intussusception 
(1),  and  acute  diverticulitis  with  nonperforat i ve 
peritonitis  (1);  5  patients  presented  with 
peritonitis.   Histological  examination  of  the 
diverticulum  in  these  2k   cases  showed  that  9 
patients  had  normal  intestinal  mucosa,  7  had 
chronic  inflammation  of  the  mucosa,  and  2  had  acute 
inflammation  of  the  mucosa.   Ectopic  gastric 
mucosa  was  found  in  the  diverticulum  in  3  patients; 
ectopic  pancreatic  tissue  was  also  present  in  1 
of  these  3.   Ulcers  of  the  gastric  mucosa,  which 
were  found  in  2  cases,  had  perforated  in  1. 
Meckel's  diverticulum  was  not  diagnosed  before 
surgery  in  any  of  these  2k   patients.   Because  of 
the  high  incidence  of  complications,  it  is 
recommended  that  Meckel's  diverticulum  be  resected, 
even  if  the  patient  is  asymptomatic. 


10333     GASTROINTESTINAL  BLEEDING  DUE  TO  BLUE 

RUBBER  BLEB  NEVUS  SYNDROME.  A  CASE 
DIAGNOSED  BY  ANGIOGRAPHY.  (E.)  Baker,  A.  K. 
(Tufts-New  England  Med.  Ctr.,  Boston,  Mass.), 
P.  C.  Kahn,  S.  C.  Binder  and  J.  F.  Patterson. 
Gastroenterology  d]  {k ,    Pt.  l):530-53't,  1971. 

A  75-yr-old  female  patient  with  blue  rubber  bleb 
nevus  syndrome  and  a  vascular  lesion  of  the 
gastrointestinal  tract  which  was  diagnosed  by 
angiography  is  presented.   The  patient  had  had 
melena  for  12  yr.   Using  celiac  and  selective 
superior  and  inferior  mesenteric  artery  angio- 
graphy, an  intestinal  arteriovenous  (A-V)  mal- 
formation was  seen  in  the  distribution  of  the 
ileocolic  artery.   Previous  to  this,  barium 
studies  were  normal  and  surgical  abdominal 
exploration  was  negative.   At  laparotomy  the 
vascular  structure  shown  on  angiogram  could  not 
be  felt  or  demonstrated  by  transillumination; 
however,  all  the  intestine  within  the  distribution 
of  the  ileocolic  artery  was  resected.  A  cavernous 
hemangioma  was  demonstrated  12  cm  from  the 
ileocecal  valve.   Fourteen  months  after  surgery 
she  again  developed  melena  but  the  bleeding 
stopped  spontaneously.  This  episode  may  have 
been  due  to  an  intestinal  A-V  malformation  un- 
recognized on  the  earlier  arteriogram. 


IO33A     GRAFT  VERSUS  HOST  DISEASE.   RADIOGRAPHIC 

FINDINGS  IN  A  PATIENT  WITH  SEVERE 
INTESTINAL  INVOLVEMENT.   (E.)   Shimkin,  P.  M. 
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(NCI,  Bethesda,  Md.),  R.  A.  DeLellis,  «•  L. 
Carol  la  and  M.  A.  Weinstein.  Radvology    102U;: 
■623-62i(,  1972. 

A  single  case  is  presented  of  a  6-yr-old  boy  with 
acute  leukemia  who  had  been  treated  with  chemo- 
therapy for  3  yr  with  development  of  increasing 
resistance  to  these  agents.   Fourteen  days  after 
his  last  remission  he  was  prepared  with  high-dose 
cyclophosphamide  immunosuppression  and  received  a 
bone-marrow  transplant  from  his  HL-A-i dent i cal , 
MLC-compatible  brother.   His  post-transplant 
course  was  uneventful  until  day  13  when  he  developed 
nasal  congestion,  nausea,  vomiting,  severe 
abdominal  pain,  diarrhea,  melena,  hepatomegaly 
and  dermatitis.   Serologic  evidence  suggested  that 
the  graft  had  taken.   He  deteriorated  for  5  weeks, 
during  which  time  he  developed  cachexia,  fever 
episodes  of  hypotension,  lymphopenia  and  thrombo- 
cytopenia.  His  diarrhea  (more  than  2  liters/day) 
was  associated  with  an  adynamic  ileus,  hypokalemia 
and  malabsorption,  while  radiographic  studies 
showed  loss  of  small-intestine  folds.   He  died_ 
of  a  fulminating  Aspergillus  fumigatus  pneumonia 
on  the  seventieth  day  after  transplant.  At 
autopsy  there  was  evidence  of  graf t-versus-host 
disease,  with  no  evidence  of  recurrent  leukemia. 
The  radiographic  findings  were  similar  to  those 
seen  in  some  cases  of  mesenteric  vascular  com- 
promise, vasculitis  and  intramural  hemorrhage, 
but  showed  no  progression  over  a  1-month  period, 
which  would  be  uncharacteristic  of  these  other 
entities. 


10335 


HISTAMINE  AND  SEROTONIN  METABOLISM 
FOLLOWING  MASSIVE  SMALL  BOWEL  RESECTION. 
(E  )   Fischer,  J.  E.  (Massachusetts  Gen.  Hosp., 
Boston),  S.  H.  Snyder,  J.  H.  J^f =  and  R. 
Baldessarini.  Ann.    Surg.    175  (2)  :260-267,  1972. 

Gastric  acid  hypersecretion  following  resection 
of  the  major  portion  of  the  small  intestine 
prompted  this  study  in  mature  female  rats.   Fifty 
and  75^  resections  were  carried  out  leaving 
equidistant  lengths  of  intestine  from  pylorus  to 
ileocecal  valve.   Sham-operated  animals  served  as 
controls.   Stools  were  generally  diarrheic  for 
several  weeks  after  the  operation  but  had  solidi- 
fied when  the  animals  were  sacrificed  at  B  weeks. 
Determinations  of  histamine,  serotonin,  5-hydroxy- 
tryptophan  decarboxylase,  histamine  methyl  trans- 
ferase diamine  oxidase,  histidine  decarboxylase 
were  performed  on  the  rats  and  results  were 
correlated  with  the  tests  for  gastric  acid  secre- 
tion  Three  weeks  after  massive  small  intestine 
resection  gastric  acid  secretion  was  increased 
and  appeared  greater  in  the  rats  with  75^=  resection 
but  diminished  following  administration  of  the 
histidine  decarboxylase  inhibitor  NSD-1055  ('*- 
bromo-3-hydroxylbenzoxamine).   No  differences 
could  be  detected  between  controls  and  resected 
animals  for  histamine,  histidine  decarboxylase, 
serotonin  and  all  other  assayed  enzymes  except 
for  diamine  oxidase  which  was  diminished  but  is 
normally  present  in  superabundance  and  is  unlikely 


to  be  functionally  significant.   The  etiology  of 
the  gastric  acid  hypersecretion  remains  unknown. 

10336     OUANTITATION  OF  INTRAEPITHELIAL  LYMPHO- 
CYTES IN  HUMAN  JEJUNUM.   (E.)   Ferguson, 
A   (Western  Infirm.,  Glasgow,  Scotland)  and  D. 
Murray.  Gut   12 (12)  :988-99'* ,  1971. 

Secretions  from  200  routinely  obtained  jejunal 
biopsies  were  examined  and  villous  i ntra-ep i thel i al 
lymphocytes  were  counted,  a  normal  range  of   _ 
values  for  the  degree  of  lymphocyte  infiltration 
was  established,  and  then  the  numbers  of  intra- 
epithelial lymphocytes  were  evaluated  in  various 
disease  states.   From  analysis  of  the  results  in 
160  jejunal  biopsies  from  non-eel lac  patients 
the  range  of  normal  values  was  established  as 
6-i.O  intraepithelial  lymphocytes  per  100  epithelial 
cells.   Intra-epithelial  lymphocyte  counts  in 
untreated  celiac  patients  were  significantly 
higher  than  in  controls,  but  were  significantly 
lower  than  this,  but  still  significantly  higher 
than  controls  in  patients  on  a  gluten-free  diet. 
The  lymphocyte  count  bore  no  relation  to  the 
clinical  state  of  these  patients  at  time  of 
biopsy.   Of  19  patients  with  various  autoimmune 
diseases  only  3  had  elevated  i ntra-epi thel i al 
lymphocyte  counts.   Counts  were  also  usually 
normal  in  ulcerative  colitis  and  Crohn's  disease. 
In  four  patients,  elevated  counts  were  not 
associated  with  any  other  histologic  changes  yet 
they  exhibited  prolonged  and  incapacitating 
gastrointestinal  symptoms. 

10337     CLINICAL  AND  RADIOLOGIC  EVALUATION  OF 

PATIENTS  WITH  X-RAY  INDICATIONS  OF 
INFLAMMATION  OF  THE  TERMINAL  ILEUM.   (Sp.) 
Lopez-Calderon  Barreda,  M.  (Hermanos  Aznar  Out- 
patient Clin.,  Madrid).  Rev.    Esp.    Enferm  Apar. 
Dig.    35(8):899-92't,  1971. 

Careful  clinical  and  radiologic  studies  of  106 
patients  with  X-ray  evidence  of  pathology  of  the 
terminal  ileum  resulted  in  the  following  diagnoses: 
nonspecific  inflammatory  lesions,  '♦1  of  106; 
pseudotubercular  ileitis,  3'*  of  106;  peritonitis 
with  adhesions  to  the  terminal  ileum,  15  of  106; 
tubercular  ileitis,  l^*  of  106;  Crohn '  s  _di  sease  , 
2  of  106,   Each  subgroup  is  described  in  detail 
with  respect  to  age  distribution,  duration  of 
illness,  presenting  symptoms  and  problems  of 
differential  diagnosis. 

10338     LATE  RESULTS  OF  SIDE  TO  SIDE  CHOLEDO- 

CHODUODENOSTOMY  AND  OF  TRANSDUODENAL 
SPHINCTEROTOMY  FOR  BENIGN  DISORDERS.   A  TWENTY 
YEAR  COMPARATIVE  STUDY.   (E.)   Stuart,  M.  (Cleve- 
land Clin.  Found.,  Ohio)  and  S.  0.  Hoerr.  Am. 
J.    Surg.    123(0:67-72,  1972. 

The  incidence  of  early  postoperative  complication 
including  pancreatitis  was  higher  in  transduodenal 
sphincterotomy  patients  than  in  choledochoduodeno- 
stomy  group.  A  total  of  85  patients  were  followed 
in  a  range  of  6  months-20  yr.   Eighty-one  percent 
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of  patients  who  underwent  side-to-side  choledo-' 
choduodenostomy  were  completely  well  or  had 
minor  complaints  as  compared  to  10%   who  underwent 
transduodenal  sphincterotomy.   Only  1  with  the 
former  procedure  required  reoperation  compared' 
to  7  patients  with  the  latter  procedure,  k   for 
pancreatitis  and  3  for  retained  or  recurrent 
calculi.   Transduodenal  sphincterotomy  should  be 
limited,  in  its  use  for  biliary  tract  problems, 
to  patients  in  whom  there  is  demonstrable  stenosis 
of  the  Sphincter  of  Odd!  and  a  common  bile  duct 
of  normal  caliber  or  to  patients  requiring  the 
transduodenal  removal  of  a  stone  impacted  in  the 
ampulla  of  Vater.   Side-to-side  choledochoduodeno- 
stomy  is  indicated  where  improved  internal  drainage 
of  bile  is  desirable  and  when  the  common  bile 
duct  is  enlarged  and  thick-walled. 


10339     THE  EFFECT  OF  PORCINE  DUODENAL  MUCOSA 
EXTRACT  UPON  ENZYME  RELEASE  FROM  PAN- 
CREATIC ZYMOGEN  GRANULES  _m  V_ITR£.   (E.)   Adelson, 
J.  W.  (U.  Bern  Pediatr.  Clin.,  Switzerland)  and 
A.  Ehrlich.  Endoavinology   90(l):60-66,  1972. 

The  presence  of  biologically  active  substances  in 
duodenal  mucosal  extracts  was  indicated  by  both 
turbidity  loss  and  release  of  amylase  and  trypsin- 
activatable  protease  from  suspensions  of  isolated 
rat  pancreatic  zymogen  granules.  The  release  of 
amylase  by  duodenal  mucosal  extracts  was  propor- 
tional to  both  the  amount  of  extract  added  and  to 
the  amount  of  zymogen  granules  present.   The  loss 
of  turbidity  was  not  due  to  the  presence  of  bile 
salts  used  in  the  preparation  of  the  extracts  or 
to  the  secretion  or  cholecystoki nin-pancreozymin 
contained  in  the  extract.   Sephadex  G-25  fractiona- 
tion of  the  extract  led  to  resolution  of  Factors 
A  and  B,  both  of  which  caused  amylase  release. 
Factor  A,  of  higher  molecular  weight,  caused  the 
turbidity  loss.   Both  factors  were  insensitive  to 
boiling  for  20  min,  were  active  at  10"^  M  or  less, 
were  inactivated  by  trypsin  treatment  and"  were 
peptides  of  molecular  weight  in  excess  of  2500 
dal tons. 


IO3AO     UNUSUAL  FORMS  OF  VOLVULUS  AFTER  THE 

NEONATAL  PERIOD.   (E.)   Pochaczevsky ,  R. 
(Greenpoint  Hosp.  Affil.,  Brooklyn,  N.  Y.),  H. 
Ratner,  J.  C.  Leonidas,  P.  Naysan  and  F.  Feraru. 

Am.    J.   Roentgenol.   Radium  Ther.   Nuoli  Med.    ll'*(2)- 
390-393,  1972. 


Two  unusual  cases  of  midgut  volvulus  which  occurred 
in  children  5.5  yr  and  10  months  of  age  with 
roentgenographic  findings  which  varied  from  those 
commonly  seen  in  the  neonatal  period  are  presented. 
In  both  cases  the  roentgenograms  reflected  the 
existence  of  a  low  mechanical  intestinal  obstruc- 
tion.  In  the  5.5-yr-old  patient,  in  whom  a  proximal 
large  intestine  obstruction  was  apparent,  only  a 
lack  of  fixation  of  the  cecum  and  ascending  colon 
was  present.   In  the  10-month-old  patient  in  whom 


a  low  small  intestine  obstruction  was  noted,  the 
volvulus  affected  mainly  the  ileum.   In  neither 
patient  were  the  "typical"  roentgen  findings  of 
a  high  duodenal  obstruction  observed,  i.e.  the 
"double  bubble"  sign,  consisting  of  a  dilated 
stomach  and  proximal  duodenum.   Thus,  in  some 
cases  of  volvulus,  where  lack  of  fixation  of  the 
mesentery  is  the  sole  abnormality,  typical 
roentgen  findings  may  not  be  present. 


103'*!     ROENTGENOGRAPHIC  EVIDENCE  OF  GANGRENOUS 

BOWEL  IN  MIDGUT  VOLVULUS  WITH  OBSERVATIONS 
IN  EXPERIMENTAL  VOLVULUS.   (E.)   Frye,  T.  R. 
(Child.  Hosp.,  Columbus,  Ohio),  C.  L.  Mah  and  M. 
Schiller.  Am.    J.    Roentgenol.    Radium  Ther.    Mai. 
Med.    ll')(2)  :39'4-'t01 ,  1972. 

The  records  of  36  cases  of  midgut  volvulus  which 
were  confirmed  by  roentgenographic  studies  and/or 
surgery  were  reviewed  in  an  attempt  to  explain 
the  clinical  findings;  and  23  Sprague-Dawley  rats 
underwent  roentgenographic  examination  after 
surgically-created  volvulus.   Three  basic  patterns 
were  noted  on  the  abdominal  roentgenograms  of 
these  patients:   a  high  small  intestine  obstruction 
(most  frequent),  a  normal  abdomen  or  "nonspecific" 
pattern,  and  a  low  bowel  obstruction.  There  was 
a  striking  correlation  between  the  last  pattern 
and  gangrenous  bowel  in  midgut  volvulus  (5  of  7 
patients  with  this  pattern).   None  of  the  patients 
with  viable  intestine  and  midgut  volvulus  showed 
the  findings  of  a  low  obstruction  with  multiple 
distended  loops  of  bowel.   In  rats  blocking  the 
venous  return  of  the  obstructed  closed  intestinal 
loop  caused  the  retention  of  swallowed  gas  in  the 
loop.   Thus,  the  appearance  of  low  bowel  obstruc- 
tion may  be  a  valuable  adjunctive  diagnostic  sign 
which  will  permit  the  earlier  diagnosis  and 
treatment  of  bowel  gangrene. 


103'»2     MORPHOLOGICAL  AND  FUNCTIONAL  RESPONSE 

OF  HUMAN  SMALL  INTESTINE  TO  IONIZING 
IRRADIATION.   (E.)   Tarpila,  S.  (U.  Helsinki 
Gastroenterol.  Unit).  Saand.    J.    Gastroenterol. 
6(Suppl.  12):l-52,  1971. 

Small  intestine  biopsies  were  performed  in  3k 
patients,  with  no  tumor  of  the  gastrointestinal 
tract,  and  who  were  receiving  radiation  therapy 
to  the  pancreas,  retroperitoneal  glands,  lumbar 
vertebrae  or  ovaries.   Biopsy  specimens  were 
obtained  before  and  immediately  after  irradiation; 
further  specimens  were  taken  1-5  months  after 
the  end  of  radiotherapy  in  '*  who  showed  marked 
histologic  changes  at  the  end  of  irradiation. 
The  most  marked  histologic  changes  were  seen  in 
those  who  received  more  than  3000  rads  at  the 
biopsy  site,  and  either  partial  or  subtotal 
villous  atrophy  and  increased  round  cell  infiltration 
were  seen  in  9  of  these  10  patients.   Of  1  ^t  who 
received  1000-3000  rads  at  the  biopsy  site,  only 
'4  showed  villous  changes.   Villous  changes  were 
seen  in  only  1  of  10  who  received  less  than  1000 
rads  to  the  biopsy  site  and  in  none  of  7  controls 
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(who  received  3000-6000  rads  to  the  chest  or  head). 
Normal  histology  was  seen  in  the  h   examined  1-5 
months  after  therapy.   There  was  no  significant 
difference  between  post-  and  pre-i rradiat ion 
mitotic  counts.   Electron  microscopic  changes  were 
greatest  in  the  cases  of  most  marked  light  micro- 
scopic changes  and  consisted  of  reduction  in  size 
and  number  of  microvilli,  enlarged  epithelial 
intercellular  spaces,  widespread  vacuolization 
and  increase  in  the  number  of  lysosomes,  swelling 
of  mitochondria  with  fragmentation  of  cristae, 
nuclear  enlargement,  thickening  of  the  basement 
membrane  and  increased  number  of  polyribosomes. 
Reduced  levels  of  microvillous  enzymes  were  noted 
(maltase,  sucrase,  palatinase,  lactase  and  cello- 
biase)  but  not  of  lysosomal  enzymes  (BN-gal actos i - 
dase  and  BN-gl ucos idase) .   Clinical  levels  of 
malabsorption  were  revealed  by  the  xylose  tolerance 
test  and  fecal  fat  determinations. 


103'43     FACTORS  CORRELATING. WITH  A  SUCCESSFUL 

OUTCOME  FOLLOWING  EXTENSIVE  INTESTINAL 
RESECTION  IN  NEWBORN  INFANTS.   (E.)   Wilmore, 
D,  W.  (Brooke  Army  Med.  Ctr.,  Fort  Sam  Houston, 
Tex.).  J.   Pediatr.    80 (1): 88-95,  1972. 

Survival  following  massive  intestinal  resection 
in  50  neonates  was  related  to  the  length  of  re- 
maining small  intestine.   All  but  one  infant 
survived  resection  which  left  38-75  cm  of  jejunum 
and  ileum,  the  death  resulting  from  intestinal 
obstruction.   Longer  residual  segments  were 
necessary  if  the  ileocecal  valve  was  removed,  and 
small  bowel  resection  of  more  than  85^  may  jeopar- 
dize survival  in  these  patients.   Factors  which 
correlated  with  survival  included  birth  weight 
(survivors  3.1  kg;  nonsurvivors  2.3  kg),  successive 
operative  therapy  without  complications,  and  lack 
of  associated  anomalies.   Long-term  parenteral 
nutrition  following  massive  intestinal  resection 
provides  essential  nutritional  support  until  bowel 
compensation  and  enhanced  intestinal  absorption 
are  achieved. 


\Q-ihk  SELECTIVE  DILATION  OF  THE  CONSTRICTED 

SUPERIOR  MESENTERIC  ARTERY.   (E.) 
Ulano,  H.  B. ,  E.  Treat,  L.  L.  Shanbour  and  E.  D. 
Jacobson  (U.  Texas  Med.  Sch.,  Houston).  Gastro- 
enterology  62(l):39-'»7,  1972. 

The  hemodynamic  responses  of  the  constricted 
mesenteric  circulation  of  dogs  to  i ntra-arterial 
infusion  of  prostaglandin  E,  (O.l  yg/kg  min), 
isoproterenol  (0.5  pg/kg  min),  glucagon  (0.5  ug/kg 
min)  and  dopamine  (10  yg/kg  min)  was  studied. 
Persistent  hypotension,  mesenteric  ischemia  and 
arteriolar  constriction  in  the  intestinal  circula- 
tion was  produced  by  removing  30^  of  the  blood 
volume.   Infusion  of  prostaglandin,  glucagon  and 
isoproterenol  into  the  constricted  mesenteric 
artery  was  followed  by  dilation  of  the  vessel  and 
restoration  of  blood  flow  nearly  to  control  (pre- 
hemorrhage)  levels  with  no  effect  on  systemic 
arterial  pressure;  however,  these  effects  did  not 


persist  after  cessation  of  the  infusions.   No 
change  was  observed  in  either  the  caliber  or  the 
blood  flow  of  the  mesenteric  artery  during  dopamine 
infusion.  The  data  suggest  a  possible  role  for 
these  agents  in  the  treatment  of  nonocclusive 
ischemic  disease  of  the  gut. 


10345     EFFECT  OF  9-a-FLUOROHYDROCORT I SONE  ON 

THE  ILEAL  EXCRETA  OF  ILEOSTOMIZED  SUB- 
JECTS.  (E.)   Kramer,  P.  (Univ.  Hosp.,  Boston, 
Mass.)  and  R.  Levi  tan.  Gastroenterology   62(2): 
235-2'»l  ,  1972. 

9-a-Fluorohydrocortisone  (2  mg/day,  p.o.),  ad- 
ministered to  5  subjects  with  stable  ileostomy 
function  who  had  total  colectomies  for  ulcerative 
colitis,  did  not  affect  the  24-hr  excretion  of 
sodium  but  led  to  an  increase  in  mean  potassium 
excretion  and  concentration  in  the  ileal  excreta. 
The  mean  urinary  sodium  fell  but  mean  potassium 
output  was  unchanged  indicating  differing  renal 
and  small  intestinal  responses  to  exogenous  oral 
9-a-f luorohydrocortisone.   In  1  sodium-depleted 
subject,  mean  ileal  sodium  excretion  decreased, 
while  the  sodium  concentration  rose  during  9-a- 
f luorohydrocortisone  administration.  Urine 
sodium  decreased  while  urine  potassium  increased, 
suggesting  that  exogenous  mi neralocorti coids  in 
sodium-depleted  individuals  with  ileostomies  may 
be  of  therapeutic  value  by  aiding  them  to  conserve 
salt. 


10346     COMPLICATIONS  OF  MECKEL'S  DIVERTICULUM. 
(Ger.)   Lynen,  F.  K.  (Rhein  Westphalian 
Tech.  Sch.,  Aachen,  Germany).  Z.  Allgemein  Med. 
47(27):1390-1393,  1971. 


10347     THE  SURGICAL  PATHOLOGY  OF  MECKEL'S 

DIVERTICULUM.   (Rus.)   Riumshin,  G.  I. 
Vestn.   Khir.    107(8) :49-52,  1971. 


10348     IMPAIRED  ABSORPTION  OF  VITAMIN  6,2  IN 

ILEITIS.   (Pol .)   Maj,  S.  (Inst. 
Hematol . ,  Warsaw,  Poland)  and  L.  Konopka.  Wiad. 
Lek.    24(I7):1657-1661,  1971. 


10349     THE  EVACUATION  FUNCTION  OF  THE  DUODENUM 
AFTER  A  BILLROTH  II  GASTRECTOMY.   (Rus.) 
Rusanov,  A.  A.  and  V.  J.  Petrov.  Vestn.    Khir. 
107(8):25-29,  1971. 


10350  A  CLINICAL  CASE  OF  INTESTINAL  DUPLICATION. 
(Fr.)   Bourbeau,  D.  (Hotel  Dieu, 

Montreal,  Quebec,  Canada)  and  J.  M.  Moutquin. 
Union  Med.    Can.    100(8) :  1 581-1 583 ,  1971. 

10351  SYMPTOMATOLOGY  OF  UNCOMPLICATED  MECKEL'S 
DIVERTICULUM.   (Ger.)   Lynen,  F.  K. 

(Rhein  Westphalian   Tech.    Inst.,   Aachen,    Germany). 
Aotuelle  Chir.    6(3) : 177-184,    1971. 
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10352     SIMULTANEOUS  OCCURRENCE  OF  MECKEL'S 

DIVERTICULUM  AND  PERITONITIS  FIBROSA 
ENCAPSULANS.   (Hun.)   Szilagy!,  J.  (Med.  Inst., 
Budapest)  and  I.  Szanto.  Orv.    Hetil.    112(29)-' 
1718,  1971. 


10362     EXPERIMENTAL  STUDY  OF  HETEROTOPIC  SMALL 
INTESTINE  HOMOGRAFTS:   PRELIMINARY  DATA 
Schmidt  Goffi,  F.  (U.  Sao  Paulo  Sch.  Med., 
.  I.  Fujimura  and  E.  M,  Castro  De  Tolosa. 


(Por.) 
Brazil) 


Rev. 


Paul.   Med.    77(3):57-62,  1971. 


10353     FAILURE  TO  ISOLATE  MYCOPLASMAS  FROM 
UPPER  SMALL  INTESTINE  OF  MAN    (E  ) 
Altucci,  P.  (U.  Naples  1st  Med.  Clin.,  Italy), 

i-  ^■J.°'i'^'    '-•,  ^ang'Jso  and  G.  L.  Varone.  Pathol. 
Mtarobzol.    37(3) : I8I-I 8A,  I971, 


IO35A     SHOULD  AN  ASYMPTOMATIC  MECKEL'S  DIVERTI- 
CULUM  BE  RESECTED?   (Ger.)   Schramm,  H. 
(Fnednch  Schiller  U,,  Surg.  Clin.,  Jena,  Ger- 
many) and  R.  Sch i ewe.  Zentralbl.    Chir     96(37)- 
1265-1270,  1971. 


10363 


CHRONIC  PERITONITIC  ENCAPSULATION  OF 
WTO  o  .   "^"^  ^^^'-'-  'fJTESTINE  DUE  TO  TUBERCULOSIS 
WITH  PROLONGED  HIGH  JEJUNAL  OBSTRUCTION.   (E.) 

Victoria  Hosp.,  Belfast,  I  re- 
J.  S.  Logan  and  J.  W.  S. 
J.    40(2):111-115,  1971. 


Patterson,  J.  (Roy. 
land)  ,  A.  0.  Gough, 
Irwin.  Ulster  Med. 


10364     REPORT  OF  A  NEW  FAMILY  WITH  PEUTZ 

JEHGERS  SYNDROME.   (E.)   Olson,  R  0 
(Univ.  Hosp.,  Omaha,  Neb.)  and  J.  A.  Rasmussen. 
Nebr.    State  Med.    J.    56  (l  1 )  :/t28-432  ,  I971. 


10355  INTESTINAL  INTUBATION  THROUGH  A  GASTRO- 
STOMA  IN  THE  TREATMENT  OF  ACUTE  INTES- 
TINAL OBSTRUCTION  AND  PURULENT  PERITONITIS. 
(Rus.)   Dederer,  J.  M.,  A.  V.  Ovchinnikov  and 

V.  E.  Sudorogin.  Vestn.    Khir,    107(8) : 10-1 4,  1971. 

10356  NECROTIC  DIVERTICULITIS  OF  THE  DUODENUM. 
(Rus.)   Znukovskii,  I.  M.  (Cent.  City 

Hosp.,  Baranovichi,  USSR)  and  V.  F.  Kumeisha. 

Zdravookhr.   Beloruss.        '   ' 


17(9):73-74,  197I. 


10357 


ISOLATED  RETROPERITONEAL  RUPTURE  OF  THE 
DUODENUM.   (Rus.)   Spasiuk,  M.  I.  (Dist 
y°^P:'  Jfdvornaya,  USSR).  Zdravookhr.    Beloruss. 


10358     THE  LOCATION  OF  HEMORRHAGE  IN  PEUTZ 

JEGHERS  SYNDROME  DETERMINED  BY  SELEC- 
TIVE ANGIOGRAPHY.   (Slovene)   Satler,  J   (Med 
Sch.,  Ljubljana,  Yugoslavia),  M.  Mrak  Pogacar"  I 
Obrez  and  0,  Koncan.  Acta  Med.    luqosl.    25(2)-' 
207-213,  1971. 


10359     PRESENTATION  OF  A  CASE  OF  PEUTZ  JEGHERS 

SYNDROME.   (Ger.)   Hagemann,  H.  (Di 
Hosp   Radebeul,  Germany).  Zentralbl.    Chir. 
96(33):1134-1138,  1971. 


1st. 


10360     NEONATAL  ILEUS  DUE  TO  CYSTIC  SMALL 

INTESTINE  DUPLICATION.   (Ger.)   Vinz 

7  ^  ^^^''•A,^"'^-,^^'?-'  Magdeburg,  Germany).' 
Zentralbl.    Chir.    96(36) : 1256-1259,  1971. 


10361      INTESTINAL  OBSTRUCTION  DUE  TO  MESENTERir 
(Tel  H  ,  VASCULAR  OCCLUSION.   (E.)  Mozes  M 
ael  Hashomer  Govt.  Hosp.,  Tel  Aviv),  R.  Adar  and 
N.Jsur.  Surg.    Gynecol.    Obstet.    133  C)  :583-587. 


10365     THE  PEUTZ  JEGHERS  SYNDROME.   COMMENTS 

ON  A  CASE,  AND  ON  ITS  COURSE  OVER  9 
YEARS  AND  ITS  PROGNOSIS.   (Fr.)   Chappuis   J   P 
(Edouard  Herriot  Hosp.,  Lyon,  France),  P.  Moreau, 
M.  Daudet  and  M.  Crouzet.  Pediatrie   26(6)- 
655-658,  1971. 


10366     ADENOMATOUS  POLYP  OF  THE  JEJUNUM.   (it  ) 

Dettori,  V.  (Pellegrini  Hosp.,  Naples," 
Italy),  R.  Dello  Russo  and  D.  Meucci.  Rass 
Clin.    Ter.    51 (13) :796-806 ,  1971 


Int. 


10367     OSTEODYSTROPHY,  RETARDATION  AND  SUCTION 

BIOPSY  OF  THE  DUODENAL  MUCOSA  IN 
PHENYLKETONURIA.   (Ger.)   Nitz,  I.  (Univ.  Pediatr 
Charite  Clin.,  Berlin),  G.  Cobet  and  K.  Robbe 
Radzologe   1 1  (9) : 305-307,  1971. 


10368     CONGENITAL  DISTURBANCES  IN  THE  LOCATION 

OF  THE  FIRST  LOOP  OF  THE  SMALL  INTESTINE 
AS  A  CAUSE  OF  OBSTRUCTION  IN  NEONATES  AND  INFANTS 
(Pol.)   Grochowski,  J.  (Med.  Acad.  Inst.  Pediatr 
Cracow,  Poland),  A.  Janik  and  F.  Zontek.  Przeql.' 
Lek.    27(6):451-'»53,  1971. 


10369     DUODENAL  CANCER  ASSOCIATED  WITH 

CHOLELITHIASIS.   (Rus.)   Shain,  A.  A. 
and  B.  N.  Babinov.  Khirurqiia    (Mosk. )   47(8)- 
117-118,  1971. 


10370     THE  DIAGNOSIS  OF  MALIGNANT  NEOPLASMS 

OF  THE  SMALL  INTESTINE.   (Rus.) 
Mironova,  V.  I.  Khirurgiia    (Mosk.)    't7(8):68-72 


10371     THE  DIAGNOSIS  AND  TREATMENT  OF  MALIGNANT 
TUMORS  OF  THE  DUODENUM.   (Rus  ) 

JJW -29-35  ^\rn      '■  ^'   ^''^°^'     ^'^^^^iia   (Mosk.) 
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10372     TYPHOIDAL  PERFORATIONS  AND  PERFORATIONS 

OF  THE  ILEUM.   (Fr.)   Le  Peltier,  P. 
Med.    Trap.    3]  (h)  ■.k]7-^2^ ,    1971. 


AND  BIOCHEMICAL  STUDY.   (E.)   Hugon ,  J.  S.  (Univ., 
Med.  Ctr.,  Sherbrooke,  Quebec,  Canada)  and  C. 
Charuel.  Eiatoohemie   27(l):50-62,  1971. 


10373     A  NEW  INVAGINATION  TECHNIQUE  FOR 

INTESTINAL  ANASTOMOSIS.   (it.)   Cataliotti, 
F.  (U.  Palermo  Inst.  Spec.  Surg.  Pathol.,  Italy), 
E.  De  Grazia,  G.  Di  Gesu  and  L.  Sodo.  Minerva 
Chir.    26(17)  :9Al-9'*6,  '97K 


1037'*     PRACTICAL  IMPORTANCE  OF  SMALL  INTESTINE 
BIOPSY.   (Pol.)   Kalina,  Z.  (Med.  Acad. 
1st.  Intern  Dis.  Clin.,  Katowice,  Poland)  and  Z. 
Foremny.  Pol.    Tyg.    Lek.    26  (35)  :  1  35'»-l  356,  1971. 


10380     ACUTE  INTESTINAL  OCCLUSION.   (it.) 

Loddi,  L.  (U.  Florence  Geriatr.  Surg. 
Clin.,  Italy)  and  A.  Costa.  G.    Gerontol.    19(Suppl 
i(5):101-ll4,  1971. 


10381      ILEUS  AS  THE  LEADING  SYMPTOM  OF  A 
RETROPERITONEAL  FIBROSIS.   (Ger.) 
Drugova,  B.  (Charles  U.  Radiol.  Clin.,  Prague) 
and  J.  Kolar.  Fortsohr.    Geb.    Roentgenstr . 
Nuklearmed.    115(3)  :'*00-'»02,  1971. 


10375 


VILLOUS  TUMORS  OF  THE  JEJUNUM  AND  ILEUM.     10382 
(Fr.)   Hillemand,  P.  (Vaugirard  Hosp., 

Paris),  M.  Roux  and  J.  M.  Muller.  J.    Chir.    (Paris)         J.  and  J. 

102(3):167-17'*,  1971. 


INTESTINAL  OBSTRUCTION  DUE  TO  GIGANTIC 
CYSTIC  TUMOR  OF  OVARY.   (Por.)   Ramiro, 
Kane.  Folha  Med.    63  (1 ) :27-38,  1971. 


10376     HYPOTHYROIDISM  AND  PARALYTIC  ILEUS. 

(Jap.)   Lakizaki,  Y.  (Hirosaki  Natl. 
Hosp.,  Japan),  T.  Ohara  and  T.  Matsuzaki.  Jap. 
J.    Clin.   Med.    29(5) :  1^27-1'*32,  1971. 


10383     ACUTE  VOLVULUS  OF  THE  SMALL  INTESTINE. 

(E.)  Warambo,  M.  W.  (Kenyatta  Natl. 
Hosp.,  Nairobi).  East  Afr.    Med.    J.    ^48  (5)  :209-212, 
1971. 


10377     MALIGNANT  MELANOMA,  A  RARE  SMALL  INTESTINE 

TUMOR.   (Ger.)   Richter,  H.  (City  Hosp., 
Solingen,  Germany),  M.  H.  Oweyssi  and  B.  Hain. 
Internist.    Prax.    1 1  Ct)  :557-560,  1971. 


I038'( 


PREVENTION  OF  ILEUS  IN  LAPAROTOMY  FOR 
ILEUS  AND  PERITONITIS  IN  CHILDREN. 
(Ger.)   Sauer,  H.  (Univ.  Surg.  Clin.,  Innsbruck, 
Austria).  Chirurg  hl{\) -.ll-lk ,    }31\  . 


10378     SMALL  INTESTINE  OBSTRUCTION  DUE  TO 

DUODENAL  HEMATOMA.   (Heb.)   Ornoy,  A. 
(Hadassah  U.  Hosp.,  Jerusalem),  J.  Ritchie  and  M. 
Schiller,  ffore/ua^  81 (6) : 273-275  ,  1971. 


10385     THE  HANDLING  OF  WATER  AND  ELECTROLYTES 

BY  THE  SMALL  BOWEL  FOLLOWING  THE  RELIEF 
OF  INTESTINAL  OBSTRUCTION.   (E.)   Grace,  R.  H. 
(U.  Liverpool  Dept.  Surg.,  England).  Br.    J.    Surg. 
58(10)  :760-76'i,  1971. 


10379     MOUSE  INTESTINAL  SENSITIVITY  TO  CYCLO- 

HEXIMIDE.   A  MORPHOLOGICAL,  CYTOCHEMICAL 


10386 


RADIOLOGY  OF  THE  MESENTERIC  ISCHEMIAS. 

(Fr.)   Diard,  F.  (St.  Andre  Hosp.,^ 

Bordeaux,  France),  C.  Larroude  and  J.  Tavernier. 
Bordeaux  Med.    '♦(9)  :221 1 -22i48,  1971. 


See  also  numbers: 


IOli.2  10U3  10267,  10270,  1027^*,  10275,  IO276,  10282,  IO283,  IO285,  10287,  10300, 
10311;  10320,  10321,  10322,  10323,  10326,  10^*30,  101196,  10738,  IO807, 
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10387     LEUCOCYTE  MIGRATION  INHIBITION  WITH 

KVEIM  ANTIGEN  IN  CROHN'S  DISEASE.   (E.) 
Brostoff,  J.  (Middlesex  Hosp,  Med,  Sch.,  London) 
and  J.  G.  Walker,  Clin,    Exp.    Immunol.    9(6): 707-711, 

Fourteen  of  30  patients  with  Crohn's  disease  showed 
significant  inhibition  of  migration  of  their  WBC 
in  the  presence  of  Kveim  antigen.   Mean  values 
for  migration  did  not  differ  between  18  patients 
receiving  corticosteroids  and  controls.   Fifteen 
normal  subjects  and  \k   of  16  patients  with  a 
variety  of  disease  did  not  demonstrate  migration 
inhibition.   Twenty-four  patients  with  idiopathic 
proctocolitis  of  varying  grades  of  severity,  9  of 
whom  were  receiving  corticosteroid  therapy  generally 
showed  normal  migration,   A  positive  test  may 
prove  useful  in  differentiating  Crohn's  disease 
from  idiopathic  proctocolitis. 


10388     CROHN'S  DISEASE:   PROGRESS  CONFOUNDED. 

(E.)   Mendeloff,  A.  I,  (Sinai  Hosp., 
Baltimore,  Md.),  Ann.    Intern.   Med.    76(1): 137-138 
1972.  /  V  y   J/  ijo, 

When  a  disease  like  Crohn's  disease  cannot  be 
reproduced  in  laboratory  animals,  has  no  known 
etiologic  agent,  may  reflect  host  factors  rather 
than  endogenous  factors,  and  when  it  is  complicated 
by  long  duration,  secondary  effects  on  the 
enterohepatic  circulation  produced  by  disease  or 
surgery  of  it,  malabsorption,  bacterial  overgrowth, 
arthritis,  and  liver  disease,  those  concerned 
with  the  disease  tend  to  involve  themselves  in 
patient  management  rather  than  fundamental  approaches 
to  its  etiology  and  pathogenesis.   New  data  has 
been  presented  on  the  possible  primary  of  the 
submucosal  response  of  the  lymphocyte  and  the 
late  and  probably  unessential  granulomatous  re- 
sponse.  The  submucosal  reaction  suggests  that 
vessels  and  lymphatics  of  this  layer  bear  the 
brunt  of  whatever  the  inciting  agents  may  be  and 
that  the  reactive  capacity  of  the  lymphocytes  and 
plasma  cells  in  this  layer  strongly  influences 
the  character  of  the  resulting  inflammation, 

10389     CROHN'S  DISEASE  OF  THE  MOUTH.   (E.) 

Bishop,  R.  P,  (Naval  Hosp,,  St,  Albans, 
N.  Y.;,  A.  C.  Brewster  and  D.  A.  Antonioli. 
Gastroenterology   62(2) : 302-306,  1972, 

A  single  case  is  reported  of  a  30-yr-old  white 
female  whose  initial  complaint  was  of  a  nodular 
mass  in  the  left  mucobuccal  fold,  which,  over  a 
period  of  several  months,  increased  in  size  and 
was  joined  by  a  similar  lesion  on  the  right. 
Three  to  k   months  later  she  noted  the  onset  of 
frequency  (2-10/day)  loose  bowel  movements,  usually 
associated  with  lower  abdominal  cramping  pain, 
but  without  hematochezia.   She  lost  35-AO  pounds 
over  the  next  12  months  and  experienced  inter- 
mittent fever  and  polyarthralgia.   She  presented 


at  this  time  and  her  physical  examination  was  normal 
with  the  exception  of  the  oral  lesions.   Sigmoido- 
scopy was  normal  and  no  perianal  lesions  were 
noted.   Chest  X-ray,  upper  gastrointestinal 
series,  small  bowel  series  and  barium  enema  were 
normal,  as  were  all  pertinent  laboratory  tests 
with  the  exception  of  a  persistently  elevated 
sedimentation  rate.   An  excisional  biopsy  of  the 
oral  lesion  revealed  an  intense  chronic  inflamma- 
tory response  with  granulation  tissue  extending 
to  the  depths  of  the  specimen.   Deep  within  the 
specimen  were  numerous,  large,  well-formed  non- 
caseating  granulomas  containing  epithelioid  cells, 
giant  cells  and  peripheral  lymphocytes.   On 
reevaluation  11  months  later,  peripheral  smears 
and  bone  marrow  revealed  a  megaloblastic  anemia 
and  the  Schilling  test  was  normal.   She  improved 
on  folate  therapy.   Sigmoidoscopy  was  normal,  and 
a  rectal  biopsy  (at  7  cm)  revealed  small  granulomas 
in  the  lamina  propria.   Over  the  next  2  months 
she  developed  a  perianal  lesion,  similar  to  the 
oral  lesion,  and  a  perianal  abscess  which  responded 
to  conservative  therapy.   A  biopsy  showed  several 
well-formed  noncaseating  granulomas  in  the 
dermis.   A  barium  enema  showed  an  irregular 
reticulated  pattern  in  the  terminal  ileum  from 
extensive  ulceration  and  edematous  mucosa  con- 
sistent with  nonstenotic  regional  enteritis, 

10390     INTESTINAL  PROTEIN  LOSS  IN  CROHN'S 

DISEASE,   (E.)   Beeken,  W.  L.  (U. 
Vermont  Dept.  Med.,  Burlington),  H,  J,  Busch  and 
D.  L.  Sylwester.  Gastroenterology   62  (2) :207-215, 

Enteric  protein  loss  exceeded  30  mg/kg/day  in  21 
of  30  patients  with  Crohn's  disease;  the  maximal 
losses  were  15  times  normal.   Serum  albumin 
levels,  however,  were  low  in  only  8  of  the  group, 
and  serum  globulins  showed  only  minor  inconsistent 
deviations  on  electrophoresis.   Protein  clearances 
showed  correlation  with  the  length  of  radio- 
graphically  abnormal  segment  and  involvement  of 
upper  and  mid  small  bowel  but  not  with  xylose, 
lactose,  B]2  or  fat  absorption.   Malabsorption 
of  D-xylose,  vitamin  B,2  and  fat  occurred  in  l^i, 
17,  and  12  patients,  resp,  and  correlated  poorly 
with  the  extent  and  location  of  disease.   The 
excellent  correlation  between  intestinal  protein 
loss  and  measurements  of  diseased  segments 
suggests  that  protein  clearance  offers  one  of  the 
best  objective  reflections  of  the  extent  of  the 
lesion. 


10391     SURGICAL  MANAGEMENT  OF  FREE  PERFORATION 

OF  THE  SMALL  INTESTINE  COMPLICATING 
REGIONAL  ENTERITIS.   (E.)   Menguy,  R.  (U.  Rochester 
Sch.  Med.,  N.  Y.).  Ann.    Surg.    175(2) : I78-I89. 
1972. 

The  surgical  management  by  the  author  of  6  cases 
of  small  intestinal  perforation  in  regional 
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enteritis  as  well  as  40  cases  collected  from  the 
literature  were  surveyed  to  determine  how  best  to 
manage  this  problem.   Poor  results  followed  simple 
suture-plication  of  perforated  regional  enteritis; 
those  provided  by  resection  and  immediate  anastomosis 
were  better.  The  resection  of  the  diseased  in- 
testine containing  the  perforation  should  be  one 
of  the  basic  principles  underlying  the  management 
of  this  problem.   Primary  ileocolic  anastomosis 
after  resection  is  not  indicated  unless  conditions 
are  ideal.   Existing  peritonitis,  the  condition 
of  the  tissues  due  to  prior  steroid  treatment, 
and  the  danger  of  not  recognizing  granulomatous 
colitis  should  be  considered  prior  to  any  surgical 
procedure.   The  construction  of  a  double-barrel 
cutaneous  i leocolostomy  prevents  complications 
related  to  intra-abdominal  anastomosis,  allows 
postoperative  evaluation  and  allows  for  secondary 
reconstruction  under  the  protection  of  a  bowel 
preparation.   Delayed  anastomosis  does  not  usually 
require  entry  into  the  abdomen.   Jejunal  perfora- 
tion is  best  treated  by  resection  of  the  diseased 
loop  and  immediate  re-establishment  of  continuity. 


10393     CROHN'S  DISEASE  AND  PERIOSTEAL  NEW  BONE 

FORMATION.   (E.)   Farman,  J.  (State  U. 
New  York  Oept.  Radiol.,  Brooklyn),  E.  L.  Effmann 
and  v.  Grnja.  Gas troentex'o logy  (>\{k,    Pt.  l): 
513-522,  1971. 

Two  patients  with  periosteal  new  bone  formation 
which  occurred  in  association  with  chronic 
granulomatous  disease  of  the  bowel  are  presented. 
In  both  cases  complaints  of  pain  in  larger  joints 
led  to  radiographic  examination;  however,  perio- 
steal new  bone  formation  was  demonstrated  without 
evidence  of  joint  abnormality.  One  patient  had 
extensive  new  bone  formation  around  the  lower 
femora,  upper  and  lower  tibiae,  and  fibulae  while 
the  other  showed  periosteal  reaction  along  the 
shafts  of  the  femora,  tibiae,  and  fibulae,  as  well 
as  the  humeri.  While  both  patients  had  severe 
sacroil i itis,  only  the  latter  had  clubbing  of  the 
fingers  and  toes  and  knee  effusion.   Radiographic 
examination  in  patients  with  chronic  granulomatous 
disease  of  the  bowel  and  associated  joint  symptoms 
should  uncover  a  higher  incidence  of  osteo- 
arthropathy than  has  been  reported. 


10392     INVESTIGATION  OF  THE  PATHOGENIC  MECHANISMS 

IN  REGIONAL  ENTERITIS  WITH  IN  VITRO 
LYMPHOCYTE  CULTURES.   (E.)   Parent,  K.  ,  J.  Barrett 
and  I.  D.  Wilson  (U.  Minnesota  Hosp.,  Minneapolis). 
Gastroenterology  (>\  {h ,    Pt.  l):A31-')39,  1971. 

Gastrointestinal  contents  from  patients  with  regional 
enteritis  were  studied  to  determine  if  any  anti- 
genic substances  responsible  for  the  disease 
could  be  identified  using  lymphocyte  culture 
techniques;  and  the  capacity  of  the  cellular 
immune  system  in  these  patients  to  respond  to^ 
stimuli  was  assessed  by  phytohemaggl uti nin  stimula- 
tion of  their  lymphocytes  in  the  in  vitro  culture 
system.   No  substance  which  specifically  stimulated 
lymphocytes  from  patients  with  regional  enteritis 
could  be  found,  and  saline  extracts  of  the  intes- 
tines of  these  patients  did  not  induce  blast 
transformation  of  normal  or  patient  lymphocytes. 
While  the  lymphocytes  of  patients  with  regional 
enteritis  showed  a  decreased  responsiveness  to 
phytohemagglutinin  stimulation,  those  from  patients 
with  ulcerative  colitis  responded  normally. 
Transfer  of  this  decreased  responsiveness  to  the 
lymphocytes  of  normal  subjects  could  not  be 
accomplished  with  serum. 


1039'*     PROGNOSIS  AFTER  ILEAL  RESECTION  FOR 
CROHN'S  DISEASE.   (E.)   Kyle,  J.  (U. 
Aberdeen  Dept.  Surg.,  Scotland).  Br.    J.    Surg. 
58(10):735-737,  1971. 


10395     WHIPPLE  RESECTION  FOR  GRANULOMATOUS 

ENTERITIS  OF  DUODENUM.   (E.)   Goswitz, 
J.  T.  (Holy  Family  Hosp.,  Manitowoc,  Wis.), 
H.  P.  Miller  and  M.  A.  Jacob! .  Wis.   Med.    J. 
70(9):197-199,  1971. 


10396     PATHOGENESIS,  CLINICAL  FEATURES  AND 

TREATMENT  OF  TERMINAL  ILEITIS  (CROHN'S 
DISEASE).   (Rus.)   Gniloripov,  T.  E.  (Med.  Inst., 
Minsk,  USSR).  Vestn.    Khir.    107(9) : 1 32-135 ,  1971. 


10397     REGIONAL  ILEITIS  (CROHN'S  DISEASE). 

(Rus.)   Boris,  A.  I.  and  E.  V.  Skobei 
Khirurgiia   (Mask.)    hl{3):lh-n,    1971. 


See  also  numbers:   9933,  10'432,  10it33,  10')34,  10^35,  lO^t/^g,  10^50,  10i(67,  10'.99,  lOSO'i 
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10398     THE  INCIDENCE  OF  LACTOSE  MALABSORPTION 
IN  HEALTHY,  YOUNG,  PERUVIAN  MALES. 

(Sp.)   Calderdn-Viacava,  L.  (Alexander  von 
Humboldt  Inst.  Trop.  Med.,  Lima,  Peru),  A. 
Cazorla-Talleri  and  R.  Ledn-Barda.  Aata  Gastro- 
enterol.   Lat.   Am.    3(1): 11-16,  1971. 

The  incidence  of  lactose  malabsorption  syndrome 
was  exactly  the  same  (63^)  among  1)  Peruvian 
young  men  (all  university  students)  who  drank 
little  or  no  milk  habitually  (less  than  250  ml/day; 
including  8  of  1 1  who  drank  none  at  all)  and  33 
comparable  volunteers  who  drank  250  ml/day  or  more 
(including  20  of  33  who  drank  more  than  500  ml/day), 
In  all  subjects,  supplementary  studies  confirmed 
the  absence  of  a  generalized  malabsorption  syndrome. 
A  discussion  of  previously  reported  studies,  in- 
cluding the  incidence  of  lactose  malabsorption 
among  several  subgroups  of  Peruvian  children, 
appeared  to  confirm  that  the  relatively  high 'fre- 
quency of  the  syndrome  in  Peru  was  primarily  a 
product  of  environmental,  rather  than  genetic  or 
specific  nutritional,  factors. 


10399     EFFECT  OF  PHYSIOLOGIC  CONCENTRATION  OF 

LACTOSE  ON  PREVENTION  OF  POSTWEANING 
DECLINE  OF  INTESTINAL  LACTASE.   (E.)   Sr i ratanaban  , 
A.,  L.  A.  Symynkywicz  and  W.  R,  Thayer,  Jr. 
(Rhode  Island  Hosp.,  Providence).  Am.' J.    Dia 
Dis.    16(9):839-8^A,  1971. 

Feeding  rats  lactose  in  a  synthetic  diet  comparable 
to  natural  rat's  milk  failed  to  prevent  postweaning 
decline  of  intestinal  lactase.   Data  are  presented 
which  do  not  support  the  theory  that  postweaning 
decline. of  intestinal  lactase  reflects  only  a 
decreasing  amount  of  substrate  in  the  diet. 
Litters  of  rats  were  maintained  on  either  a  control 
(8%  dextrose)  or  lactose-enriched  diet  (8^  lactose) 
to  investigate  postweaning  decline  of  intestinal 
lactase  activity  due  to  decreasing  substrate 
concentration.   The  same  number  of  calories  was 
supplied  by  the  81  lactose  as  is  present  in 
maternal  milk  of  rats.  A  continuum  of  activity 
was  established  by  rats  sacrificed  at  3, A, 5, 8, 12 
and  16  weeks  and  assay  of  lactose  activity  i'n'the 
jejunal  and  ileal  segment  mucosa.   No  significant 
difference  was  found  in  either  lactase,  sucrase, 
or  maltase  activity  when  expressed  in  terms  of 
the  whole  intestine  (per  gram  of  intestine)  or 
body  weight  (per  100  g)  . 


lO^lOO     LACTOSE  INTOLERANCE  IN  CANADIAN  WEST 

COAST  INDIANS.   (E.)   Leichter,  J.  (U. 
British  Columbia  Sch.  Home  Econ.,  Vancouver, 
Canada)  and  M.  Lee.  Am.    J.    Dig.    Dis.    16(9)' 
809-813,  1971. 

Data  are  presented  which  suggest  a  high  incidence 
(63.31)  of  lactose  intolerance  among  West  Coast 
Canadian  Indians  during  adolescence.   A  group  of 
30  healthy  Indians  and  16  non-Indian  (Northern 


European  extraction)  was  used  for  lactose  tolerance 
tests.   Among  the  Indians:   7  males,  23  females; 
aged  ]k-2k   yr  (mean  15.8  yr) .  The  non- Indians :  ' 
3  males,  13  females;  ages  15-26  yr  (mean  17. i(  yr). 
The  criteria  for  diagnosis  of  lactose  deficiency 
included  lactose  activity  of  intestinal  biopsies 
and  the  lactose  tolerance  test.  Among  the  Indians, 
19  (63.31)  were  intolerant  to  lactose  based  on 
maximum  blood  glucose  rise  of  less  than  20  mg/100 
ml  above  the  fasting  level  after  lactose  load. 
Gastrointestinal  symptoms  were  observed  in  (>%.k% 
of  the  Indian  subjects  having  a  flat  blood  glucose 
curve  and  in  18.2%  of  the  subjects  with  normal 
curves.   Milk  consumption  among  Indians  was  low 
by  North  American  standards.   In  the  16  non- 
Indians,  1  was  lactose-intolerant  and  none  showed 
abdominal  discomfort. 


10i(01     STUDIES  OF  INTESTINAL  TRANSPORT  DEFECT 
IN  HARTNUP  DISEASE.   (E.)   Shih,  V.  E. 
(Massachusetts  Gen.  Hosp.,  Boston),  E,  M.'sixby, 
D.  H.  Alpers,  C.  S.  Bartsocas  and  S.  0.  Thier. 
Gastroenterology  (>\  {k ,    Pt.  \) -.hhS-kSl ,    1971. 

The  intestinal  absorption  of  amino  acids  was 
studied  in  2  brothers  with  the  characteristic 
aminoaciduria  of  Hartnup  disease,  and  loading 
tests  in  vivo  were  compared  with  measurements  of 
amino  acid  uptake  by  the  intestinal  mucosa  in 
V' tro.   In  vivo,  leucine,  lysine,  and  proline" 
transport  were  normal,  both  brothers  showed 
defective  transport  of  tryptophan  and  phenylalanine, 
and  in  I,  methionine  transport  was  abnormal.   In 
v_rtro,  methionine  and  tryptophan  absorption  were" 
markedly  decreased,  but  lysine  and  glycine  were 
only  minimal ly  reduced.   Following  tryptophan 
loading,  urinary  excretion  of  tryptophan,  indican, 
indoleacetic  acid,  and  indolelactic  acid  were 
significantly  increased  and  prolonged  for  2k   hr 
while  kynurenine  excretion  was  markedly  decreased. 
Thus,  defects  in  the  transport  of  neutral  amino 
acids  can  be  demonstrated  in  vitro  using  jejunal 
mucosa  obtained  by  biopsy  from  patients  with 
Hartnup  disease. 


10402     SOY  PROTEIN  -  ANOTHER  CAUSE  OF  THE  FLAT 

INTESTINAL  LESION.   (E.)   Ament,  M.  E. 
(U.  Washington  Dept,  Med.,  Seattle)  and  C.  E. 
Rubin.  Gastroenterology  62(2) -.227-23^,    1972. 

Fever,  leukocytosis,  cyanosis,  vomiting,  massive 
blood  tinged  mucoid  diarrhea,  dehydration,  and 
metabolic  acidosis  occurred  sequentially  in  a  6- 
week-old  infant  within  24  hr  of  changing  his 
formula  to  soy  milk.   Symptoms  subsided  upon 
discontinuing  soy  milk.   When,  at  6  and  10  months, 
the  patient  was  test-fed  with  soy  milk  formula 
and  soy  protein  isolate,  resp.  ,  symptoms  recurred 
immediately.   Previously  normal  jejunal  mucosa 
became  acutely  inflamed  and  flat  with  loss  of 
villi.   Symptoms  disappeared  within  48  hr  and 
villi  regenerated  within  4  days.   Intestinal 
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structure  was  unaltered  by  exposure  to  soy 
lecithin,  gluten,  and  cow's  milk.   The  number  of 
circulating  eosinophils  or  the  total  hemolytic 
complement  did  not  change  after  soy  milk  exposure. 
Histologically,  this  reversible  flat  jejunal^ 
lesion  was  indistinguishable  from  that  seen  in 
untreated  celiac  sprue  and  several  other  rarer 
diseases. 


io/jos    effects  of  a  biguanide  (metformin)  on 
vitamin  b],  and  folic  acid  absorption 

AND  INTESTINAL  ENZYME  ACTIVITIES.   (E.)   Berchtold, 
P.  (U.  Southern  California  Med.  Sch.,  Los  Angeles), 
A.  Dahlqvist,  A.  Gustafson  and  N.-G.  Asp.  Scand. 
J.   Gastroenterol.    6(8) :751-75^,  1971. 

The  effect  of  a  biguanide  (Metformin)  treatment 
(2-10  weeks)  on  the  activity  of  intestinal 
disaccharidases,  hetero  6-galactosidase,  acid  6- 
galactosidase  and  vitamin  B]2  ^nd   folic  acid 
absorption  was  studied  in  man.   Metformin  treatment 
was  followed  by  a  decrease  in  the  mean  values  of 
intestinal  activity  of  maltase,  isomaltase,  and 
sucrase;  however,  this  decrease  was  not  sufficient 
to  impair  the  disaccharide  absorption.   Trehalase 
and  lactase  activities  were  not  decreased  by 
treatment.   All  these  disaccharidases  are  located 
in  the  brush  border  of  the  mucosal  cells;  the 
activities  of  acid  6-galactosidase  (a  lysosomal 
enzyme),  and  the  hetero  6-galactosidase  (of  the 
epithelial  cell  cytoplasm)  were  not  influenced  by 
Metformin.   The  mean  value  for  the  absorption  of 
radioactive  vitamin  Q-\2    '"  ^^^  Schilling  test 
decreased  after  Metformin  treatment.   Serum  folic 
acid  decreased  after  2  months  on  Metformin  treat- 
ment, while  serum  vitamin  Bi2  and  folic  acid 
levels  in  whole  blood  did  not  change. 


\OliOk  PEPSIN  SECRETION  IN  COELIAC  DISEASE. 

(E.)   Molla,  A.  M.  (U.  Leuven  Dept. 
Pediatr.,  Belgium)  and  E.  Eggermont.  Acta  Paediatr. 
Belg.    25(2):269-28l,  1971. 

Peptic  activity  in  normal  and  celiac  infants  and 
children  was  measured  with  the  use  of  the  synthetic 
substrate  N-acetyl-L-phenylalanyl-L-3 ,  5-diiodo- 
tyroslne.   Pepsin  output,  following  the  injection 
of  pentagastrin,  was  normal  in  celiac  infants  and 
children.   The  low  basal  secretion  of  the  enzyme 
could  be  due  to  the  altered  intestinal  phase  of 
gastric  secretion,  secondary  to  the  mucosal  damage 
characteristic  of  active  disease.   The  presence 
of  a  circulating  inhibitor  of  gastric  secretion 
known  as  gastrone  could  be  an  alternative  explana- 
tion for  the  low  basal  pepsin  secretion.   Pepsin 
can  apparently  be  produced  adequately  by  the 
gastric  mucosa  of  celiac  patients. 

10^405     COMPETITION  BETWEEN  BACTERIA  AND  INTRINSIC 


IMPLICATIONS 
NTESTINAL 
BACTERIAL  OVER5rO\VTH.   (E.)   Giannella,  R.  A., 
S.  A.  Broitman  and  N.  Zamcheck  (Boston  City  Hosp. 
Mass.).  Gastroenterology   62(2) : 255-260,  1972. 


FACTOR  FOR  VITAMIN  812= 
FOR  VITAMIN  B,,  MALABSORPTION  IN  I 
ERG 


The  uptake  of  free  vitamin  B12  and  vitamin  B^2 
bound  to  intrinsic  factor  by  bacteria  was  measured 
in  an  in  vitro  preparation.   All  bacteria  studied 
took  up~vitamin  B12  (binding  of  greater  than 
91. ^4?^  with  Group  A  streptococcus,  Proteus 
mi  rabi  lis,  E_.  col  i  . ,  Salmonel  la  paratyphi  and 
Klebsiel  fa  pneumoniae,  75-3^  with  Pseudomonas 
aeruginosa,  and  66.0^  with  Staphyloccus  aureus). 
This  uptake  was  significantly,  but  not  completely, 
inhibited  by  prior  binding  of  vitamin  B12  to 
intrinsic  factor.   The  6-hr  uptake  of  6)2  by  E_. 
coli  {3hJ%)   was  reduced  to  20.2%,  l6.7^o,  \k.l%, 
and  16. U  with  binding  of  B12  to  hog  intrinsic 
factor,  normal  gastric  juice,  pernicious  anemia 
gastric  juice  and  saliva,  resp;  these  differences 
were  not  significant.   Uptake  of  free  or  bound 
intrinsic  factor  was  not  affected  by  the  stage  of 
bacterial  growth  or  by  lack  of  oxygen.   Using 
^^Co  Bi2  to  study  the  competition  between  bacteria 
and  intrinsic  factor  for  B12,  it  was  seen  that 
most  of  the  B12  was  bound  to  intrinsic  factor, 
except  for  P.  mi  rabi 1  is  and  J<.  pneumoniae,  both 
of  which  bound  50°^  of  the  B,,-   All  the  B12- 
binding  substances  were  capable  of  removing  6^2 
that  had  bound  to  bacteria;  the  extent  of  removal 
was  greater  than  (>1%    with  all  but  Klebsiel  la 
and  Proteus,  where  it  was  10.7%  and  "i.kX,    resp. 
Only  the  B12  attached  to  the  bacterial  cell  wall, 
and  not  that  transported  into  the  cell,  could 
compete  with  Bi2-binding  substances. 


10406     LONG-TERM  FOLLOW-UP  OF  ANTIBIOTIC- 
TREATED  TROPICAL  SPRUE.   (E.)   Rickles, 
F.  R.  (U.  Rochester-U.  Puerto  Rico  Hosp.,  San 
Juan),  F.  A.  Klipstein,  J.  Tomasini,  J.  J. 
Corel  no  and  N.  Maldonado.  Ann.    Intern.   Med. 
76(2):203-210,  1972. 

Subjects  consisted  of  17  patients  available  for 
follow-up  who  had  been  treated  for  tropical  sprue 
between  1961  and  1965  with  antibiotics  for  at 
least  6  months.   All  17  had  initially  presented 
with  diarrhea,  anorexia,  weight  loss  and  megalo- 
blastic anemia,  while  9  also  had  glossitis. 
Various  malabsorption  states  and  histologic 
abnormalities  had  been  noted.   Thirteen  had  been 
treated  with  tetracycline  and  U   with  succinyl- 
sulfathiazole  for  5-l8  months  (mean,  8.7  months), 
at  the  end  of  which  16  were  asmptomatic  and  15 
had  gained  weight.   Most  showed  improvement  in 
the  hematologic,  histologic  and  absorptive  pic- 
tures.  Three  required  a  second  course  of  therapy 
because  of  gastrointestinal  exacerbation  occurring 
6-24  months  after  termination  of  initial  therapy; 
this  second  course  led  to  permanent  improvement 
in  1  and  temporary  improvement  in  2,  1  of  whom 
required  h   courses  of  tetracycline.   Present 
follow-up  was  at  2,  k,   or  5  yr  in  1  each  and 
after  6  yr  in  the  rest.   Fourteen  are  asymptomatic 
and  3  have  recurrent  episodes  of  diarrhea,  anorexia, 
and  crampy  abdominal  pains.   Five  gained  more 
than  2.3  kg,  while  6  lost  more  than  this  amount. 
Anemias  in"  5  consisted  of  deficiencies  of  iron 
(1),  folate  (2)  and  vitamin  B] 2  (2).   Fecal  fat 
values  were  normal  in  14,  elevated  in  3.   Xylose 
absorption  (measured  by  urinary  excretion)  was 
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subnormal  in  8,  in  3  of  whom  peak  serum  concen- 
trations were  also  subnormal;  7  of  the  8  had  norma] 
xylose  absorption  immediately  after  antibiotic 
therapy.   Absorption  of  vitamin  B,-  was  subnormal 
in  13;  6  now  subnormal  had  been  among  8  with 
normal  absorption  immediately  after  therapy. 
Jejunal  villous  architecture  showed  improvement 
in  5,  with  return  to  normal  in  k;    in  3,  villous 
architecture  and  infiltration  of  the  lamina 
propria  had  become  more  abnormal. 


10407     A  SIMPLE  SCREENING  METHOD  FOR  LACTOSE 
MALABSORPTION.   (E.)   Isokoski,  M.  (U 
Helsinki  Dept.  Public  Health  Sci.),  J.  Jussila 
and  S.  Sarna.  Gastroenterology   62(l):28-32,  1972. 

A  simple  screening  method  for  lactose  malabsorption 
which  involved  a  single  blood  galactose  deter- 
mination kO   min  after  the  simultaneous  administra- 
tion of  oral  lactose  and  alcohol  was  used  to 
study  2  groups  of  hospital  patients  and  a  population 
sample.   The  specificity  of  the  test  was  between 
88  and  97?  when  the  criteria  were  the  rise  in 
blood  galactose  or  glucose  after  kO   min  from  the 
lactose  administration,  or  if  they  were  the 
loosening  of  stools  or  watery  diarrhea  following 
the  test.   If  the  criterion  was  abdominal  com- 
plaints in  general  following  the  test,  only  72-791 
of  those  with  low  lactose  absorption  would  have 
been  correctly  diagnosed.   The  sensitivity  of  the 
test  was  highest  (96-100?)  if  the  criterion  was  a 
blood  galactose  content  of  5  mg/100  ml  kO   min 
after  the  lactose  administration.   Abdominal 
complaints  following  the  test  seemed  to  be  a  good 
criterion  for  the  hospital  patients.   Thus,  the 
test  consists  of:   l)  after  fasting  all  night, 
300  mg  of  ethanol/kg  body  weight  is  given  p.o.; 
2)  after  15  min,  50  g  of  lactose  dissolved  in'^00 
g  of  water  is  given  p.o.;  3)  '♦O  min  after  giving 
the  lactose,  a  capillary  blood  sample  is  taken 
and  the  galactose  is  determined.   A  galactose 
content  of  5  mg/100  ml  is  considered  a  normal 
result. 


10408     DISACCHARIDASES  IN  CELIAC  DISEASE  AND 

MUCOVISCIDOSIS.   SOME  CORRELATIONS 
BETWEEN  HISTOLOGICAL,  HI STOCHEMICAL  AND  BIOCHEMICAL 
STUDIES.   (E.)   Mai  15,  F.  (Charles  U.  2nd  Res. 
Unit  Gastroenterol.,  Prague),  Z.  Lojda,  P.  Fri2 
and  J.  Jodl.  Digestion   5(1): 40-48,  1972. 

Jejunal  biopsies  (115)  of  adults  and  children 
with  celiac  sprue  or  with  mucoviscidosis  were 
studied.   Celiacs  with  active  disease  showed  total 
mucosal  atrophy,  deeper  crypts  and  enhanced  cyto- 
plasmic basophilia  caused  by  RNA.   Lamina  propria 
edema  and  typical  cellular  infiltrate  were  found. 
Celiacs  with  remission  showed  subtotal  atrophy 
and  less  marked  edema  and  eel lularization ;  muco- 
viscidosis patients  showed  no  abnormal  histological 
findings.   All  di sacchar idases  particularly, 
lactase  and  trehalase  were  decreased  markedly  in 
all  patients  with  florid  celiac  sprue  and  only 
slightly  decreased  in  half  the  cases  with 
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mucoviscidosis.  After  a  gluten-free  diet  there 
was  an  increase  in  di saccharidase  activities  in 
cases  of  celiac  sprue;  the  increase  was  greater 
than  expected  on  the  basis  of  histologic  improve- 
ment. Histochemical  methods  are  sufficient  for 
the  assessment  of  disaccharidase  activities  in 
routine  practice. 


10409     MALABSORPTION  OF  LACTOSE  IN  SPANISH 
STUDENTS.   I.   INTESTINAL  TOLERANCE 
FOR  PERORAL  LOADING  OF  LACTOSE.   (Sp.)   Peha 
Yaflez,  A.  (U.  Granada  2nd  Med.  Clin.,  Spain), 
J.  F.  Pefia  Angulo  and  C.  Juarez  Fernandez.  Rev, 
Esp.    Enferm.   Apar.    Dig.    35 (8) :925-938,  I971. 

Within  4-5  hr  following  ingestion  of  50  g  lactose 
in  a  15?  aqueous  solution,  39  of  308  medical 
students  (12.6?)  developed  diarrhea,  stomach 
cramps,  flatulence,  sensations  of  fullness  or 
swelling  of  the  stomach,  or  other  evidence  of 
gastrointestinal  disturbance  attributed  to 
intolerance.   An  additional  43  students  (13.9?) 
were  listed  as  cases  of  probable  intolerance. 
The  incidence  of  both  "positive"  and  probable 
intolerance  was  appreciably  higher  among  subgroups 
of  students  with  a  known  intolerance  for  milk  or 
a  history  of  frequent  diarrhea,  flatulence, 
intestinal  cramping  and  the  like. 


10410     COMPLEX  STUDIES  ON  THE  PATHOGENESIS  OF 

DERMATITIS  HERPETIFORMIS  WITH  SPECIAL 
EMPHASIS  ON  MALABSORPTION  SYNDROME.   (Ger.) 
StJnnichsen,  N.  (Univ.  Dermatol.  Clin.,  Berlin), 
J.  KOlzsch,  U.  Franke,  H.  Bosseckert,  H. 
Barthelmes,  E.  Miemiec,  C,  Engel  and  M.  Feuerstein. 
Dermatol.   Monatssahr.    157(9) :631-644,  1971. 

In  addition  to  a  variety  of  clinical,  immunologic 
and  usual  laboratory  studies,  tests  for  the 
malabsorption  syndrome  (glucose,  lactose,  fat- 
xylose  tolerance  tests,  Schiller  test,  determination 
of  serum  minerals,  transaminases,  lipase,  amylase, 
oxyindoleacetic  acid  and  fecal  fat  determination)] 
radiology  of  gastrointestinal  tract  and  biopsy 
of  intestinal  mucosa  were  performed  on  8  patients 
with  dermatitis  herpetiformis  and  on  5  with 
prurigo  simplex.   No  definite  indications  for 
the  existence  of  a  primary  or  secondary  malabsorp- 
tion syndrome  in  patients  with  dermatitis 
herpetiformis  were  found.   Most  noteworthy  was  a 
deficiency  in  disaccharidase  activity  in  the 
mucous  membrane  of  the  small  intestines.   The  2 
groups  of  patients  showed  differences  in  enzyme 
activity;  patients  with  dermatitis  herpetiformis 
had  a  lactase  deficiency  and  a  pathologic 
saccharase/lactase  quotient.   Pathologic  xylose 
values  were  obtained  in  2  of  7  and  a  slightly 
pathologic  Schilling  test  in  3  of  5  patients 
tested.   Biopsy  of  the  small  intestine  revealed 
no  partial  or  subtotal  atrophy  of  villi  in  4  of 
5  patients  tested,  and  a  focal  superficial 
enteritis  in  1  of  5.   Oxyuriasis  was  present  in 
1,  intolerance  to  milk  in  1,  intolerance  to  fat 
and  iodide-containing  foods  in  3  of  8.   Differential 
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diagnosis,  pathogenesis  and  relationship  between 
changes  in  the  skin  and  intestines  is  discussed 
and  it  is  suggested  that  these  changes  are  caused 
by  a  common  noxious  agent. 

1  Oil  11     DETERM  I  NAT  I  ON  OF  PREC  I  P  I  TAT  I  NG  ANT  I  BOD  I  ES 

AGAINST  GLIADIN  AS  A  CHECK  ON  THE 
OBSERVANCE  OF  A  GLUTEN-FREE  DIET  BY  PATIENTS  WITH 
CELIAC  DISEASE.   (Ger.)   Rossipal,  E.  (Univ. 
Pediatr.  Clin.,  Graz,  Austria).  Aroh.    K^nderhe^lkd. 
l83(3):270-276,  1971. 

In  three  1-yr-old  children  with  celiac  disease, 
precipitating  antibodies  against  gliadin  were 
present  in  a  moderate-to-marked  degree,  prior  to 
initiating  a  gluten-free  diet.  The  antibodies 
were  shown  to  be  contained  in  gamma  globulin  G, 
with  a  half-life  which  ranged  from  27-36  days. 
Subsequent  determinations,  repeated  at  intervals 
of  2  months,  confirmed  unbroken  maintenance  of 
the  gluten-free  diet  by  1  of  3  patients;  indicated 
failures  to  observe  the  prescribed  regimen  ab- 
solutely in  2  of  3,  even  before  the  emergence  of 
clinical  symptoms  which  resulted  from  such  failure. 
The  method,  which  combines  electrophoresis  with  a 
2-dimensional  immunodiffusion  technique,  is 
suggested  as  a  practicable  way  of  ensuring  parental 
cooperation  in  the  dietary  treatment  of  this  dis- 
order. 


10i)12     INTESTINAL  Dl  SACCHAR  I  DASE  ACTIVITY  IN 

ADULTS  AND  IN  CHRONIC  DRINKERS  OF 
PILSEN  BEER.   (Fr.)   Madzarovova-Nohej  leva,  J. 
(Charles  U.  Sch.  Med.,  Plzen,  Czechoslovakia). 
Arah.    Fr.    Mai.   App.    Dig.    60  (12,  Suppl  .  ^t):  325-332, 
1971. 

In  80  patients  with  chronic  diarrhea  (26-80  yr 
old),  the  activity  of  intestinal  lactase,  cello- 
biase,  trehalase,  saccharase  and  maltase  was 
determined  in  specimens  of  proximal  jejunal 
mucosa.   As  compared  to  20  normal  controls,  2^* 
of  80  patients  (including  12  of  2'»  who  were  unable 
to  tolerate  milk)  showed  significantly  decreased 
lactase  and  cellobiase  activity,  suggesting  an 
acquired  enzyme  deficit.   Among  10  of  80  who 
reported  drinking  a  minimum  of  one  liter  per  day 
of  a  beer  rich  in  maltose  and  maltotriose,  for 
periods  of  10  yr  or  more,  saccharase  and  maltase 
activities  were  both  decreased  significantly, 
suggesting  enzyme  exhaustion.   Note  is  made  that 
the  jejunal  mucosa  was  histologically  normal  in 
al 1  80  patients. 

10'»13     GLUCOSE  ABSORPTION  KINETICS  IN  ZAMBIAN 

AFRICAN  PATIENTS  WITH  AND  WITHOUT 
SYSTEMIC  BACTERIAL  INFECTIONS.   (E.)   Cook,  G.  C. 
(U.  Zambia  Dept.  Med.,  Lusaka).  Gut    12(12): 
1001-1006,  1971. 

Glucose  absorption  kinetics  were  studied  '"a 
group  of  Zambian  African  patients  with  and  with- 
out systemic  bacterial  infections,  and  galactose 


absorption  kinetics  were  studied  in  relatively 
normal  Zambian  Africans.   From  the  2.5  and  5.0 
g/100  ml  glucose  solutions  the  absorption  rates 
were  depressed  in  the  groups  with  infections. 
The  correlation  between  absorption  rates  from  the 
2.5  and  5.0  g/100  ml  solutions  was  significant. 
Correlations  between  the  individual  absorption 
rates  and  age,  body  weight,  hemoglobin,  serum 
albumin  and  total  globulin  concentrations  were 
not  significant.  The  correlation  between  5-hr 
D-xylose  excretion  and  glucose  absorption  rate 
from  both  solutions  was  significant.  Water 
absorption  from  both  solutions  was  also  signifi- 
cantly depressed  in  the  groups  with  infections, 
the  correlation  between  absorption  rates  from 
the  two  solutions  again  being  significant. 
Correlation  between  individual  glucose  and  water 
absorption  rates  was  significant.  The  mean 
galactose  kinetic  curve  was  slightly  lower  than 
that  for  glucose  in  the  normal  group.  The  data 
suggest  that  systemic  bacterial  infections  can 
produce  malabsorption. 

\0^]k  THE  EFFECT  OF  FAT  ON  CALCIUM  ABSORPTION 

FROM  A  MIXED  MEAL  IN  NORMAL  SUBJECTS, 
PATIENTS  WITH  MALABSORPT I VE  DISEASE,  AND  PATIENTS 
WITH  A  PARTIAL  GASTRECTOMY.   (E.)   Agnew,  J.  E. 
(Roy.  Free  Hosp.,  London)  and  C.  D.  Holdsworth. 
Gut   12(12) :973-977,  1971. 

The  effect  of  feeding  medium-chain  triglycerides 
was  compared  with  that  of  feeding  long-chain 
triglycerides  on  the  absorption  of  calcium  in 
normal  human  subjects,  in  patients  with  partial 
gastrectomy,  and  in  patients  with  various  types 
of  malabsorption.   In  each  group  of  subjects  ,_ 
absorption  from  the  meal  containing  medium-chain 
triglyceride  was  similar  to  that  from  the  meal 
containing  no  added  fat.   In  contrast ,_ long-chain 
triglyceride  depressed  calcium  absorption. 
Calcium  absorption  was  better  from  the  meal  mixed 
with  medium-chain  triglyceride  than  from  the 
long-chain  triglyceride  meal,  the  difference^ 
being  significant  in  normal  subjects  and  patients 
with  partial  gastrectomy,  but  not  in  patients 
with  malabsorption.  Mean  calcium  absorption   _ 
measured  by  the  whole  body  counter  was  higher  in 
patients  with  a  partial  gastrectomy  than  informal 
subjects  from  meals  with  no  added  fat  and  with 
added  medium-chain  triglyceride,  but  not  from 
the  meal  with  added  long  chain  triglyceride. 
Plasma  "^^Ca  levels  also  showed  greater  calcium 
absorption  by  patients  with  a  partial  gastrectomy 
from  the  meal  with  no  added  fat  and  with  added 
medium  chain  triglyceride.   In  patients  with  a 
partial  gastrectomy  there  was  a  significant 
inverse  relationship  between  calcium  intake  and 
calcium  absorption  from  each  of  the  meals.   In 
patients  with  malabsorption,  all  patients  with  a 
daily  fecal  fat  excretion  of  10  g  absorbed 
calcium  poorly. 

10^*15     BACTERIAL  FLORA  OF  THE  GASTROINTESTINAL 
TRACT  IN  SOUTHERN  INDIAN  CONTROL 
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SUBJECTS  AND  PATIENTS  WITH  TROPICAL  SPRUE.   (E.) 
Bhat,  P.  (Christian  Med.  Coll.  Hosp.,  Vellore, 
India),  S.  Shantakumar i ,  D.  Rajan,  V.  I.  Mathan, 
C.  R,  Kapadia,  C.  Swarnabai  and  S.  J.  Baker. 
Gastroenterology   62(1):  11-21,  1972. 

Subjects  consisted  of  33  patients  with  tropical 
sprue  and  12  apparently  healthy  asymptomatic 
controls  who  were  subjected  to  peroral  intubation 
with  aspiration  of  contents  from  the  stomach, 
proximal  and  distal  jejunum,  and  proximal  and 
distal  ileum;  samples  of  saliva  and  stool  were 
also  obtained.   Of  the  controls,  8  had  viable 
bacteria  In  the  proximal  jejunum  (10^  to  lO'^/ml) 
and  all  had  organism  through  the  ileum  (mean  of 
10  /ml).   In  the  saliva  the  pattern  of  bacterial 
flora  was  similar  in  controls  and  patients,  the 
predominant  organisms  being  neisseriae,  fusobacteri a , 
streptococci,  veillonellae  and  bacterioides . 
Organisms  in  fasting  gastric  juice  samples  re- 
sembled those  in  saliva,  and  there  was  no  signifi- 
cant difference  between  patient  groups  with  re- 
spect to  total  flora  or  individual  organisms.   In 
the  upper  jejunum,  viable  organisms  were  found  in 
29  patients  and  8  controls.   The  oral  flora  were 
present  in  smaller  numbers  than  in  the  stomach 
and  enterobacteria  were  seen  in  50?  of  controls 
and  67%   of  sprue  patients,  but  this  difference 
(mean  log  count)  was  not  significant.   In  the 
distal  jejunum  and  proximal  ileum,  there  was  a 
decrease  In  oral  flora  and  an  increase  in  entero- 
bacteria; there  was  no  significant  difference 
between  the  2  groups.   The  total  number  of  recovered 
viable  organisms  in  the  stool  was  similar  in  both 
groups,  but  the  mean  counts  of  enterobacteria  and 
veillonellae  were  higher  in  sprue  patients  than 
in  controls.   In  controls,  the  ratio  of  anaerobes: 
aerobes  was  always  greater  than  1.0,  while  it  was 
less  than  1.0  in  21  patients;  in  the  patients  this 
ratio  increased  with  duration  of  disease  and  was 
due  to  increased  numbers  of  anaerobes.   There  was 
no  correlation  between  bacteriological  findings 
and  course  of  disease  or  response  to  therapy. 
Enterobacteria  were  increased  in  the  upper  jejunum 
in  those  with  a  convoluted  jejunal  mucosal  pattern 
(in  contrast  to  those  with  leaf-shaped  villi)  and 
in  those  with  an  abnormal  barium  meal.   Bacterio- 
logical findings  were  also  not  correlated  with 
degree  of  malabsorption  of  fat,  xylose,  or  vitamin 
6)2,  urinary  indican  excretion,  serum  or  RBC 
folate  concentration  or  serum  vitamin  B12  concen- 
tration.  Upper  jejunal  streptococci  were  also 
increased  in  those  with  convoluted  jejunal  mucosa. 


10417     ANT  I -RET  I CUL IN  ANTIBODIES  IN  CHILDHOOD 
COELIAC  DISEASE.   (E.)   Seah ,  P.  P   (st 
Mary's  Hosp.,  London),  L.  Fry  and  M.  A.  Rossiter 
ioncet  2(7726)  :68l -682,  1971. 


104)8     MASSIVE  RESECTION  OF  THE  SMALL  INTESTINE 

AND  THE  MALABSORPTION  SYNDROME.   (Sp.) 
Etala,  E.  (U.  Buenos  Aires  Sch.  Med.,  Argentina). 
Prensa  Med.   Argent.    58  (29) :  1 467-1 476 ,  1971. 


10419     GASTROINTESTINAL  LOSS  OF  ENDOGENOUS 

FATTY  ACIDS  IN  STEATORRHEA  OF  VARIOUS 
ORIGIN.   (Ger.)   Begemann,  F.  (Univ.  1st  Med. 
Clin.,  Hamburg,  Germany).  Klin.    Woahensahr . 
49(2):110-111,  1971. 


10420     DIAGNOSIS  OF  HEREDITARY  SACCHAROSE 

ISOMALTOSE  MALABSORPTION.   (Ger.) 
Beyreiss,  K.  (Karl  Marx  U.  Pediatr.  Clin.,  Leipzig, 
Germany),  U.  Winkler  and  H.  Theile.  Kinderaerztl , 
Prax.    39(8):345-356,  1971. 


10421     HYPOKALEMIC  TETRAPARESIS  IN  THE  MAL- 
ABSORPTION SYNDROME.   (Ger.)   Benohr, 
H.  C.  (Univ.  Med.  Clin.,  Tubingen,  Germany), 
H.  D,  Lang  and  W.  Wilmanns.  Med.    Welt   22(36): 
1363-1365,  1971. 


10422     A  SYNDROME  OF  CONGENITAL  APLASIA  OF  THE 

ALAE  NASI,  DEAFNESS,  HYPOTHYROIDISM, 
DWARFISM,  ABSENT  PERMANENT  TEETH,  AND  MALABSORPTION, 
(E.)   Johanson,  A.  (U.  Virginia  Sch.  Med., 
Charlottesville)  and  R.  Blizzard.  J.    Pediatr. 
79(6):982-987,  1971. 


10423     COELIAC  DISEASE  PRESENTING  AS  RECURRENT 

ABORTION.   (E.)   Joske,  R.  A.  (U. 
Western  Australia  Dept.  Obstet.  Gynecol.,  Perth) 
and  J.  D.  Martin.  J.    Obstet.    Gynaecol.    Br. 
Cormonv.    78(8) :  754-758,  1971 . 


10424     NEUROLOGICAL  MANIFESTATIONS  IN  ADULT 

STEATORRHOEA.   (PROBABLE  GLUTEN  ENTERO- 
PATHY).  (E.)   Banerji,  N.  K.  (Roy.  Victoria 
Hosp.,  Belfast,  Ireland)  and  L.  J.  Hurwitz.  J. 
Neurol.    Sai.    1 4  (2) :  125-1 41  ,  1971. 


10416     A  NEW  ENTITY:   MEDITERRANEAN  LYMPHOMA 

WITH  ALPHA  CHAIN  DISEASE.   (Sp.) 
De  Roissard,  F.  Rev.    Clin.    Esp.    1 21 (6) -555-558 
1971.  ^    I    JJ->   ^y    , 


10425     INTOLERANCE  OF  COW'S  MILK  AS  THE  CAUSE 
OF  MALABSORPTION  SYNDROME  IN  CHILDREN. 
(Cz.)   Pelikan,  L.  (Palacky  U.  Med.  Sch.,  Olomouc, 
Czechoslovakia).  Cesk.    Pediatr.    26 (6) :272-274 
1971. 


See  also  numbers:   10257,  IO503,  IO782,  108l4,  10846,  IO858,  IO859 
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10'»26     PERFORATION  OF  THE  CECUM  ASSOCIATED 

WITH  HYPOKALEMIC  ILEUS.   REPORT  OF  A 
CASE.   (E.)   Muggla,  A.  L.  (U.  New  Mexico  Dept. 
Med.,  Albuquerque).  Am.    J.    Gastroenterol.    57(2): 
169-171,  1972. 

Report  of  .a  case  of  perforation  of  a  healthy 
cecum  during  severe  ileus  which  may  reflect 
another  danger  of  persistent  severe  hypokalemia. 
The  treatment  of  choice  is  cecostomy  and  should 
be  considered  when  cecal  perforation  appears 
imminent  and  potassium  replacement  is  inadequate. 
The  patient  was  a  56-yr-old  alcoholic  cirrhotic 
male  admitted  with  pneumonia  and  positive  blood 
culture  for  pneumococcus .   He  developed  hepatic 
precoma  and  massive  dilation  of  the  colon  and 
small  intestine.   Serum  potassium  was  low  and 
attempts  at  replacement  were  unsuccessful.   At 
laparotomy,  a  small  necrotic  area  was  noted  in 
the  dilated  cecum  and  emergency  cecostomy  was 
done.   The  postoperative  course  was  uneventful 
and  the  serum  potassium  returned  to  normal.   Toxic 
dilation  of  the  colon  may  be  found  in  amebic 
colitis,  regional  enteritis,  ulcerative  col i tis , 
and  associated  with  opiates  or  anticholinergic 
drug  therapy.   In  cases  of  severe  hypokalemia,  no 
other  disease  need  be  present  to  explain  cecal 
perforation. 


10427     CARCINOMA  OF  THE  COLON  WITH  LIVER 

METASTASES.   OPERATIVE  INDICATIONS  AND 
PROGNOSIS.   (E.)   Nielsen,  J.  (Municipal  Hosp., 
Copenhagen),  I.  Balslev  and  H.-E.  Jensen.  Aata 
Chir.   Saand.    137(5)  :'i63-'t65,  1971. 

The  effect  of  various  procedures  in  the  treatment 
of  carcinoma  of  the  colon  with  liver  metastases 
was  studied  in  103  patients  with  this  condition. 
The  average  survival  times  were:   unoperated 
patients,  1.1  months;  patients  undergoing  a 
relieving  procedure  or  laparotomy,  5  months; 
patients  whose  tumors  were  extirpated,  12.3  months. 
After  palliative  resection,  15  of  38  patients 
survived  for  more  than  1  yr.   The  survival  time 
in  patients  with  few,  several  or  multiple  1'ver 
metastases  (determined  by  the  surgeon)  were  18,  9 
and  5  months,  resp.   The  difference  in  survival 
time  between  patients  with  few  and  multiple 
metastases  was  significant.   After  laparotomy  and 
no  further  procedure,  or  a  relieving  procedure, 
there  was  no  significant  difference  in  the  survival 
times  related  to  the  extent  of  the  metastases. 
Patients  with  few  metastases  survived  longer  after 
resection  than  after  a  relieving  procedure  or 
laparotomy. 


10*428     PRIMARY  CLOSURE  OF  PERINEAL  WOUND  AFTER 

PROCTOCOLECTOMY  OR  RECTAL  EXCISION. 
(E.)   Hult^n,  L.  (Sahlgrenska  Hosp.,  Goteborg, 
Sweden),  J.  Kewenter,  U.  Knuttson  and  L.  01  be. 
Acta  Chir.    Saand.    137(5)  :'»67-'»69,  1971. 


The  effect  of  primary  closure  of  the  perineal 
wound  in  combination  with  extraperitoneal  closed 
suction  drainage  of  the  pelvic  cavity  after 
proctocolectomy  or  rectal  excision  on  healing,^ 
postoperative  care,  and  morbidity  was  studied  in 
36  patients.   The  perineal  wound  healed  per  primum 
in  27  of  the  36  treated  cases.   All  6  failures 
in  the  ulcerative  colitis  patients  were  due  to 
perineal  abscesses;  the  2  failures  in  Crohn's 
disease  patients  were  due  to  a  hematoma  in  one 
case  and  a  perineal  abscess  in  the  other;  and  an 
abscess  was  also  the  reason  for  the  wound  dehiscence 
after  a  rectal  excision  for  carcinoma.   In  all  9 
cases  local  treatment  and  continuous  irrigation 
was  followed  by  proper  healing  which  corresponded 
in  time  to  those  cases  which  were  treated  by  the 
conventional  "open"  closure  and  drainage.^  In 
patients  where  primary  healing  of  the  perineal 
wound  occurred,  the  mean  hospital  stay  was  ]k 
days  compared  with  a  mean  of  20  days  for  conven- 
tional procedures. 

10429     RECTAL  CANCER  AND  MULTIPLE  SUBCUTANEOUS 

LIPOMA.   REPORT  OF  TWO  CASES.   (E.) 
Kjersgaard  Johansen,  J.  (Cent.  Hosp.,  Noestved, 
Denmark)  and  R.  Nielsen.  Aota  Chir.    Saand. 
137(7) :696-699,  1971. 

Two  siblings,  a  64-yr-old  male  and  a  63-yr-old 
female,  simultaneously  presented  with  rectal 
carcinoma  from  polyps  of  the  rectum.   In  the  male, 
polyps  were  dispersed  throughout  the  colon. 
Radiography  of  the  skull  disclosed  no  osteoma 
but  atrophy  of  the  alveolar  processes  were  asso- 
ciated with  earlier  loss  of  the  teeth.   At 
laparotomy,  fibrous  adhesions  were  throughout  the 
abdomen  (a  cholecystectomy  had  been  performed  19 
yr  earlier)  and  the  tumor  was  inoperable.   Several 
s.c.  tumors  were  removed  and  proved  to  be  lipomas. 
The  sister  had  a  carcinoma  and  several  polyps 
resected  along  with  the  sigmoid  colon.   Two 
additional  polyps  in  the  colonic  stump  were  re- 
moved by  electrocoagulation.   Radiography  of  the 
cranium  demonstrated  the  same  picture  as  her 
brother's.   A  lipoma  was  removed  from  the  right 
forearm.   In  patients  with  Gardner's  syndrome 
a  larger  variety  of  s.c.  nodules  have  been 
described,  but  with  no  mention  of  lipomas.   These 
patients  demonstrated  several  of  the  criteria  of 
Gardner's  syndrome  but  no  osteomas  and  the  findings 
of  the  s.c.  lipoma  were  remarkable  and  had  not 
previously  been  considered  a  component  of 
Gardner's  syndrome. 

10430     SURGICAL  ASPECTS  OF  RADIATION  INJURY 

TO  THE  SMALL  AND  LARGE  INTESTINES. 
(E.)   Dencker,  H.  (U.  Lund  Dept.  Surg.,  Sweden), 
J.  E.  Johnsson,  G.  Liedberg  and  S.  Tibblin. 
Aata  Chir.    Saand.    137(7)  :692-695,  1971. 

A  study  of  17  patients  with  radiation  damage  to 
the  small  and/or  large  intestine  but  excluding 
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patients  with  injury  only  to  the  rectum.   The 
primary  indication  for  radiation  in  11  cases  had 
been  carcinoma  of  the  cervix,  in  k   cases  carcinoma 
of  the  bladder,  and  1  each  for  carcinoma  of  the 
sigmoid  and  a  malignant  lymphoma.   In  9  cases  the 
radiation  injury  was  in  the  colon,  in  k   cases 
within  the  small  intestines,  and  in  k    in  both  small 
and  large  intestine.   Stricture  was  the  type  of 
lesion  found  in  12  cases,  internal  fistula  in  3 
and  perforation  in  2.   No  recurrent  carcinoma  was 
found  at  laparotomy.   Surgical  intervention  took 
place  because  of  suspected  malignancy  in  7  cases 
2  because  of  perforation,  and  1  for  ileus  and  was 
followed  by  many  complications.   Resection  was 
done  in  8  of  the  14  cases  at  first  operation  with 
the  resultant  development  of  anastomotic  leakage 
in  i)  with  1  death  due  to  sepsis  and  another  death 
after  intestinal  resection.   These  studies  indicate 
that  surgery  should  be  undertaken  only  on  vital 
indications,  not  in  cases  of  suspected  malignancy. 
The  surgical  procedure  should  be  conservative   if 
possible  taking  the  form  of  proximal  decompression 
by  intestinal  by-pass  and  avoidance  of  primary 
anastomosis. 


10A31     THE  IRRITABLE  COLON  SYNDROME.  A  FOLLOW- 
UP  STUDY  WITH  SPECIAL  REFERENCE  TO  THE 
DEVELOPMENT  OF  DIVERTICULA.   (E.)   Havis  T   (U 
Turku  Dept.  Surg.,  Finland)  and  R.  Manner.  ' Aata 
Chtr.   Saccnd.    137(6) : 569-572,  1971. 

This  study  of  88  patients  with  the  irritable  colon 
syndrome  revealed  that  the  symptoms  began  before 
30  yr  of  age  in  18  cases,  between  30  and  50  in  50 
cases  and  after  50  in  20  cases.   Pain  was  the 
most  common  symptom,  being  intermittent  in  (>h 
cases  and  continuous  in  8  cases.   Bowel  action 
was  disturbed  in  67  of  the  88  patients.   No 
relationship  to  food  and  symptomatology  was  noted 
in  bb   patients.   Symptoms  had  lasted  more  than  10 
yr  in  42_patients  {kil) .      Forty  of  the  88  patients 
had  received  no  treatment,  26  had  intermittent 
drug  therapy,  ^t  constant  drug  therapy,  9  inter- 
mittent diet  therapy,  and  9  constant  diet  treat- 
ment. The  most  striking  feature  was  the  frequency 
of  previous  abdominal  surgery  (60%) ;  however,  no 
relationshipbetween  the  prior  surgery  and  commence- 
ment or  termination  of  symptoms  could  be  obtained 
A  simple  diverticula  (6  cases)  or  multiple 
diverticulosis  (15  cases)  was  demonstrated  in  2h% 
of  the  patients.  The  average  frequency  of  diverti- 
culosis was  expected  to  be  n%.      This  occurrence, 
which  IS  twice  that  expected,  raises  questions  of 
the  necessity  for  treatment  of  the  irritable 
colon  syndrome  since  this  syndrome  seems  to  play 
a  role  in  the  pathogenesis  of  colonic  diverti- 
culosis. 


10432     THE  SURGICAL  TREATMENT  OF  ANORECTAL 

LESIONS  IN  CROHN'S  DISEASE.   (Fr  ) 
Loygue  J.  and  M.  Huguier.  Arch.    Fr.    Mat.   App. 
D^g.    60(10-11,  Suppl .) :29-34,  1971.       ^^ 

Anorectal  lesions  were  demonstrated  in  35  of  120 
patients  who  were  operated  for  Crohn's  disease: 


prior  to  surgery,  in  28  of  35  (with  3  of  28  also 
developing  anorectal  lesions  after  surgery)- 
following  surgery,  only,  in  7  of  35.   Preoperative 
lesions  were  found  in  k   of  49  who  showed  no 
colonic  involvement;  2  of  25  in  whom  the  ileum 
and  right  colon  were  affected;  22  of  46  in  whom 
the  left  colon  was  affected,  with  or  without 
involvement  of  the  right  colon  and/or  small 
intestine.  Among  23  patients  with  minor  anorectal 
lesions,  ablation  of  the  lesions  was  achieved  in 
all  3  treated  by  topical  medication,  all  6  treated 
by  cicatrization  without  resection  and  11  of  14 
treated  by  cicatrization  prior  to  radical  intestinal 
surgery.  Amputation  of  the  rectum,  with  total  or 
subtotal  colectomy  and  ileostomy  was  performed 
in  11  of  15  with  major  anorectal  lesions.  Attempts 
to  preserve  the  rectum  in  4  of  15,  by  ileorectal 
(3_of  4)  or  colorectal  (l  of  4)  anastomosis, 
failed  in  3  of  4  cases.   Subsequent  surgery  in- 
cluded amputation  of  the  rectum  and  ileostomy  (2 
of  3)  or  resection  of  the  colorectal  anastomosis 
and  colostomy  (l  of  3). 


10433     CLINICAL  SIGNS  OF  ANORECTAL  FOCI  OF 

CROHN'S  DISEASE.   (Fr.)   Crismer,  M.  R. 
(U.  Liege,  Belgium).  Arah.    Fr.   Mai.   App.    Diq. 
60(10-11,  Suppl.):3-16,  1971.   (27  references) 

A  review,  supplemented  by  a  summary  of  8  new  and 
14  previously  published  cases,  discusses  diagnosis, 
differential  diagnosis,  spontaneous  evolution  of 
lesions,  and  recommended  treatment. 


10434     PATHOLOGIC  ANATOMY  OF  CROHN'S  DISEASE 

OF  THE  RECTUM.   (Fr.)  Morson,  M.  B.  C. 
(St.  Mark's  Hosp.,  London).  Arah.    Fr.    Mai.   App. 
Dzg.    60(10-11,  Suppl.):  17-22,  1971.   (3  references) 

A  review  of  the  differential  diagnosis  of  Crohn's 
disease  from  ulcerative  colitis  and  other  in- 
flammatory disorders  includes  discussion  of  pre- 
cautions in  the  handling  of  biopsy  specimens. 


10435     SURGICAL  TREATMENT  OF  ANORECTAL  LESIONS 

IN  CROHN'S  DISEASE.   (Fr.)   Lockhart- 
Mummery,  M.  H.  E.  (St.  Mark's  Hosp.,  London) 
Arch.    Fr.   Mai.   App.    Dig.    60(10-11,  Suppl ): 23-28, 

In  a  hospital  series  of  unspecified  size,  perianal 
lesions  were  found  at  some  time  in  the  course  of 
Crohn's  disease  in  25%  of  the  patients  in  whom 
the  terminal  ileum  alone  was  affected,  7S%   of 
those  in  whom  the  colon  was  involved,  approximately 
100%  of  those  in  whom  the  rectum  was  extensively 
invaded.   Included  were  edematous  hemorrhoids; 
both  minor  and  major  ulceration;  perianal,  ischio- 
rectal and  pelvirectal  abscesses;  low  anal 
fistulae;  suprasphincteral  rectovaginal  and 
other  rectal  or  high  anal  fistulae;  and  extensive 
necrotic  lesions  involving  destruction  of  con- 
siderable portions  of  the  anal  canal.   In  some 
cases,  such  anorectal  lesions  were  the  first 
sign  of  the  disorder,  preceding  the  development 
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of  abdominal  symptomatology  by  several  yr.   In  a^ 
similar  series  of  patients  with  ulcerative  colitis, 
perianal  lesions  were  found  in  only  71  of  an  un- 
specified number  of  patients,  consisting  primarily 
of  minor,  s.c.  or  submucosal,  fissures  or  fistulae 
which  were  readily  susceptible  to  local  treatment. 
Rectovaginal  or  other  rectal  or  high  anal  fistulae 
were  found  in  only  1%    (total)  of  these  patients. 
The  principles  governing  treatment  of  Crohn's 
disease  (which  ranges  from  local  medication  or 
drainage  to  radical  surgery)  are  discussed  at 
length. 


10436     ORIGIN  AND  TREATMENT  OF  SIGMOID  PERFORA- 
TIONS.  (Ger.)   Behme,  H.  (Essen  Clin., 
Germany),  G.  Jacobs  and  H.  Berghaus.  Bvuns  Beitr. 
Klin.    Chir.    218(8)  :698- 70'+,  1971. 

The  pathogenic  mechanisms  of  acute  and  protracted 
perforations  of  the  sigmoid  colon  are  reviewed.^ 
Acute  perforation  caused  by  external  factors  (air 
pressure,  trauma,  iatrogenic,  idiopathic)  are 
compared  with  spontaneous  ruptures  of  the  colon, 
previously  damaged  by  diverticulitis,  carcinoma, 
colitis,  necroses,  amebiasis,  typhus  or  tuberculosis. 
The  possibility  and  mechanisms  of  fistula  formation 
in  protracted  perforations  is  discussed,  and  the 
difficulties  and  importance  of  differential 
diagnosis  is  stressed.   In  acute  perforations  the 
prognosis  is  best  if  surgery  is  performed  within 
the  first  6  hr.   Various  techniques  such  as  primary 
resection,  resection  with  colostomy,  transposition, 
suture  and  drainage,  with  indications  for  each  type 
are  briefly  reviewed.   It  is  stressed  that  choice 
of  surgical  method  ultimately  depends  on  the 
characteristics  of  each  individual  case.  The 
authors'  own  results  (7  fatalities  out  of  20)  are 
comparable  to  the  30^  mortality  reported  in  the 
1 i terature. 


10't37     ANTERIOR  RESECTION  VERSUS  ABDOMINOPERINEAL 

RESECTION  FOR  CANCER  OF  THE  RECTUM  AND 
RECTOSIGMOID.   AN  ANALYSIS  OF  52'*  CASES.   (E.) 
Slanetz,  C.  A.,  Jr.  (Columbia  Presbyterian  Med. 
Ctr.,  New  York,  N.  Y.),  F.  P.  Herter  and  R.  S. 
Grinnell.  Am.    J.    Surg.    123(0:110-117,  1972. 

Anterior  resection  (2'»7  consecutive  cases)  was 
accompanied  by  lower  morbidity  (thromboembolism, 
urinary  tract  obstruction  and  infection,  bowel 
perforation)  and  mortality  rates  than  is  abdomino- 
perineal resection.   The  level  of  the  tumor 
between  8  and  18  cm  from  the  anal  verge  was  not 
related  to  survival  or  recurrence  rates,  and 
should  not  influence  the  surgeon's  choice  of^ 
procedure  as  long  as  an  adequate  distal  margin  of 
resection  can  be  provided.   Local  recurrence^ 
rates  were  determinants  more  of  the  pathologic 
nature  of  the  disease  than  of  the  procedure  per- 
formed.  Suture  line  recurrence  and  obstruction 
after  anterior  resection  should  not  influence 
the  choice  of  procedure.   Primary  tumor  local 
extension  and  inadvertent  bowel  perforation  during 
operative  dissection  both  prejudiced  survival  and 


local  recurrence  rates.   Women  had  more  frequent 
lymphatic  metastasis  from  carcinoma  of  the 
rectum  and  rectosigmoid. 


10'»38     ANASTOMOTIC  LEAKAGE  AFTER  LOW  COLONIC 

ANASTOMOSIS.   CLINICAL  AND  EXPERIMENTAL 
ASPECTS.   (E.)   Morgenstern,  L.  (Cedars-Sinai 
Med.  Ctr.,  Los  Angeles,  Calif.),  T.  Yamakawa,  M. 
Ben-Shoshan  and  H.  Lippman.  Am.    J.    Surg.    123(1): 
10'i-109,  1972. 

Seventy  cases  of  anastomotic  leakage  occurred 
after  178  low  anterior  resections  performed  for 
carcinoma  and  123  segmental  sigmoid  resections 
for  diverticulitis.   Major  leaks  (eventuating  in 
death,  spreading  peritonitis  or  severe  complica- 
tions of  sepsis)  occurred  almost  exclusively  in 
those  patients  undergoing  primary  resection,  with- 
out preliminary  or  concomitant  colostomy.   Seven 
of  8  deaths  occurred  in  patients  who  had  not 
received  colostomy.  Anastomotic  leakage  was 
slightly  more  frequent  after  low  anterior  resec- 
tion for  carcinoma,  as  was  the  incidence  of  major 
leaks.   In  an  experimental  study  on  21  dogs 
mortality  from  anastomotic  leakage  was  h   times 
more  frequent  in  the  group  undergoing  resection 
for  diverticulitis,  leakage  rate  was  higher  after 
resection  of  inflamed  colonic  segments  and 
collagen  synthesis  at  the  anastomotic  site  in 
the  diverticulitis  group  was  impaired.   Systemic 
factors  associated  with  clinical  leakage  were 
advanced  age,  obesity,  and  poor  nutritional 
status.  A  scheme  for  grading  factors  which 
favor  anastomotic  dehiscence  was  presented,  with 
recommendations  for  relative  and  absolute  indica- 
tions for  staging  as  opposed  to  primary  resection. 

1 0^439     URINARY  TRACT  COMPLICATIONS  OF  ANORECTAL 

SURGERY.   (E.)  Tank,  E.  S.  (Univ. 
Hosp.,  Ann  Arbor,  Mich.),  C.  B.  Ernst,  S.  T. 
Woolston  and  J.  Lapides.  Am.    J.    Surg.    123(1): 
118-122,  1972. 

The  anorectal  abnormalities  of  the  subjects 
studied  were  carcinoma  of  the  anus  and  rectum 
(150),  anorectal  atresia  (lOO)  ,  ulcerative  colitis 
(50),  and  Hirschsprung's  disease  (35).   In  surgery 
of  carcinoma  of  anus  and  rectum,  8  ureters  were 
injured  i ntra-operati vely  with  successful 
reconstruction  in  6.  Three  cases  of  bladder 
damage  were  seen;  1  was  recognized  and  repaired 
intra-operatively  whereas  a  vesicoperi neal  fistula 
developed  in  the  other  2.  Accidental  urethral 
avulsion  was  seen  in  1  patient.   Di ff icul ty _ i n 
bladder  emptying  complicated  the  postoperative 
course  in  30%   of  patients  undergoing  combined 
abdominoperineal  resection.   Completepreoperati ve 
urologic  evaluation  will  permit  anticipation,  if 
not  avoidance,  of  many  of  these  complications. 
No  iatrogenic  injuries  to  the  lower  urinary_ tract 
occurred  following  abodominoperineal  resection 
for  ulcerative  colitis  or  pull-through  procedures 
for  Hirschsprung's  disease.  Only  a  few  urethral 
injuries  accompanied  pull-through  procedures  for 
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h?gh  anal  atresia;  however,  common  (A5%)  associated 
genitourinary  anomalies  must  be  recognized  and 
treated. 


lO'j'iO     SURGICAL  TREATMENT  OF  HIRSCHSPRUNG'S 

DISEASE:   COMPARISON  OF  MODIFICATIONS 
OF  THE  DUHAMEL  AND  SOAVE  OPERATIONS.   (E.)   Soper, 
R.  T.  (U.  Iowa  Med.  Ctr.,  Iowa  City)  and  P.  R. 
Figueroa.  J.   Pediatr.    Surg.    6 (6) :76l-766,  1971. 

Twenty-nine  patients  with  Hirschsprung's  Disease 
who  were  treated  by  a  modification  of  the  Duhamel 
(16  patients)  or  Soave  (13  patients)  operations 
are  reported.   All  patients  in  both  treatment 
groups  had  preliminary  colostomies  as  the  first 
stage  of  their  surgical  management,  with  the 
exception  of  1  neonate  in  each  group  who  was 
subjected  to  a  primary  definitive  operation. 
Thirteen  of  the  16  patients  with  the  modified 
Duhamel  operation  had  postoperative  colostomies, 
and  11  of  13  patients  undergoing  the  modified 
Soave  operation  had  postoperative  colostomies. 
The  procedures  were  comparable  with  regard  to 
the  anesthesia  time  and  average  length  of  post- 
operative hospital  stay.   Operative  blood  loss 
(percentage  of  circulating  blood  volume)  was 
greater  with  the  modified  Soave  operation  (251) 
than  with  the  modified  Duhamel  operation  (18%), 
especially  in  children  older  than  2  yr  of  age. 
Early  postoperative  complications  were  similar  in 
the  2  groups,  but  late  postoperative  complications 
were  much  more  numerous  after  the  modified  Duhamel 
procedure  (none  being  observed  after  the  modified 
Soave  operation).   Of  the  28  patients  who  were 
followed-up,  on  the  basis  of  10  criteria,  80% 
were  judged  to  have  excellent  or  good  results 
after  the  modified  Duhamel  procedure,  compared 
with  92%  following  the  modified  Soave  technique. 


]Okk]  FURTHER  EXPERIENCE  IN  THE  DIAGNOSIS  AND 

SURGICAL  TREATMENT  OF  SHORT-SEGMENT 
HIRSCHSPRUNG'S  DISEASE  AND  IDIOPATHIC  MEGACOLON. 
(E.)   Nissan,  S.  (Cent.  Emek  Hosp, ,  Afula,  Israel) 
and  J.  A,  Bar-Maor.  J.    Pediatr.    Surg.    6(6): 
738-7'»l,  1971. 

Twenty-nine  patients  with  short-segment  Hirsch- 
sprung's Disease  who  were  diagnosed  histologically 
and  treated  by  anorectal  myectomy  and  Zk   patients 
with  idiopathic  megacolon  were  studied.   The 
patients  with  idiopathic  megacolon  showed  a  similar 
clinical  picture  but  failed  to  respond  to  a  medical 
regimen  and  upon  undergoing  an  anorectal  myectomy 
were  found  to  have  normal  rectal  histology.   The 
clinical  features  characteristic  of  both  disorders 
were  constipation,  fecal  impaction  in  the  rectal 
ampulla,  encopresis,  enuresis,  good  health,  late 
onset  of  symptoms,  and  delayed  evacuation  following 
a  barium  enema.   Relaxation  of  the  internal 
sphincter  responding  to  an  increase  in  pressure 
in  the  rectal  ampulla  was  noted  in  the  short- 
segment  group  before  and  after  myectomy.  A  normal 
defecation  reflex  was  seen  in  the  idiopathic 
megacolon  group.   Following  myectomy  19  patients 


with  short-segment  Hirschsprung's  Disease  and  8 
with  idiopathic  megacolon  were  promptly  relieved 
of  their  symptoms.   Most  of  the  other  patients 
in  the  former  group  showed  considerable  improve- 
ment after  surgery  while  only  some  did  in  the 
latter  group.   Few  complications  were  noted  in 
the  follow-up  period. 


10't'»2     LATE  REPAIR  OF  INJURIES  OF  THE  ANAL 
SPHINCTER.   (E.)   Parks,  A.  G.  (St. 
Mark's  Hosp.,  London)  and  J.  F.  McPartlin.  Proa. 
B.   Soc.   Med.    6if(l2) :  1 187-1 189 ,  1971. 

Twenty  patients  with  anal  sphincter  damage,  either 
lateral  or  posterior  muscle  section  due  to  fistula 
operation  or  anterior  inquiries,  sufficient  to 
cause  appreciable  loss  of  anorectal  control  are 
reported.   Anterior  muscle  section  is  treated 
relatively  successfully  because  the  puborectalis 
sling  is  always  intact  and  it  requires  only  a  bar 
of  fibrous  tissue  in  front  of  the  anal  canal  for 
reasonable  sphincter  action.   In  lateral  and 
posterior  injuries,  however,  the  puborectalis 
also  is  divided  so  that  all  muscles  of  continence 
are  cut  and  must  be  repaired.  All  patients  with 
anterior  injuries  had  good  results  except  one 
who  refused  a  temporary  fecal  diversion  and  who 
also  had  Crohn's  disease.  Ten  of  12  with  lateral 
or  posterior  injuries  had  excellant  results;  2 
had  lost  some  control  of  flatus.   Objective 
assessment  of  sphincter  activity  revealed  normal 
pressures  of  85,  70,  125  and  85  cm  H2O  in  ^4 
patients.   Sphincter  repair  following  muscle 
section,  whatever  the  cause,  can  be  satisfactorily 
performed,  provided  a  temporary  colostomy  is 
establ ished. 


^Okk-i  CONTINENCE  AND  THE  YIELD  PRESSURE  OF 

THE  ANUS.   (E.)   Long,  W.  J.  (Hosp. 
Sick  Child.,  London)  and  H.  H.  Nixon.  Proa     R 
Soo.    Med.    6A(12):1 189-1190,  1971. 

A  2-mm  diameter  probe  bearing  a  small  inflatable 
balloon  was  inserted  anally  into  Ik   patients 
with  various  diseases  (Hirschsprung's  Disease, 
imperforate  anus,  neurogenic  disorder  and  chronic 
constipation).  A  continuous  record  of  pressure 
was  made  during  0-0.5  ml  increments  of  air  given 
at  2-sec  intervals.   In  the  15  patients  who  had 
persistent  soiling  there  was  a  close  correlation 
with  a  low  yield  pressure.   Eleven  of  these 
patients  had  a  yield  pressure  of  less  than  25  and 
only  1  exceeded  50  cm  H2O.   However,  half  of 
these  showed  a  normal  resting  and/or  maximal  anal 
canal  pressure.   Of  the  moderate  soilers  the 
yield  pressure  was  less  than  25  cm  H2O  in  9  of 
the  \h   who  soiled  as  a  concomitant  to  loose 
stools,  whereas  it  was  greater  than  50  cm  in  all 
but  1  of  the  patients  with  overflow  soiling 
associated  with  exacerbation  of  constipation. 
Only  2  of  37  clean  patients  had  low  yield  pressures; 
clinical  assessment  by  digital  examination 
correlated  less  wel 1 . 
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10'»'»'»     CLINICAL  ATTEMPTS  AT  ANASTOMOSIS  IN  ONE 

STAGE  DURING  RESECTIONS  OF  THE  COLON. 
(Fr.)   Hasse,  J.  (Bourgeois  Hosp.,  Basel,  Switzer- 
land), W.  A.  Jaques  and  M,  Allgower.  Med.    Hyg. 
29(972):1187-1189,  1971. 


IO^jAS     ANGIOGRAPHIC  APPEARANCE  OF  A  CASE  OF 

SIGMOIDITIS  PRODUCED  BY  RADIUM  THERAPY. 
(Fr.)  Fays,  J.,  J.  M.  Simon  and  B.  Richaume.  J. 
Radiol.   Eleotrol.   Med.    Nuol.    52(8-9)  :536-5')0,  1971 


\OkkG  ACTION  OF  SENNOSIDES  AND  RELATED  COM- 

POUNDS ON  THE  HUMAN  COLON.   (E.) 
Wilklns,  J.  L.  (U.  Nottingham  Dept.  Surg.,  England) 
and  J.  D.  Hardcastle.  J.    R.    Coll.    Surg.    Edinb. 
\(>{S):11S-11(>,    1971. 

10'»'»7     THE  VALUE  OF  Sr(87n)  SCINTIGRAPHY  111 

THE  PALLIATIVE  RADIOTHERAPY  OF  RECURRENT 
COLORECTAL  CANCER.   (Fr.)   Papavasi 1 iou,  C.  (U . 
Atliens,  Sell,  tied.),  P.  Kostamis  and  C.  Constandinidis . 
J.   Radiol.    Eleotrol.   Med.    Nual.    52  (8-9)  :'(97-500, 
1971. 


]OkkS  COLITIS  CYSTICA  PROFUNDA.   CLINICAL 

AND  HISTOLOGICAL  DIFFERENTIATION  OF 
MUCINOUS  ADENOCARCINOMA  FROM  COLITIS  CYSTICA 
PROFUNDA.   (E.)   Capehart,  R.  J.  and  J.  W.  Graves. 
J.   Kans.   Med.    Soa.    72 (9): 385  s  392,  1971. 


104^19     CROHN'S  DISEASE  OF  THE  COLON.   (Ger.) 

Hartweg,  H.  (Univ.  Inst.  Roentgenol. 
Radiol.,  Basel,  Switzerland)  and  H.  Fahrlander. 

Fortsahr.    Geb.   Roentgenstr.   Nuklearmed.    115^*): 
'(39-'456,  1971. 


10^450     PROBLEMS  IN  THE  SURGICAL  MANAGEMENT  OF 

CROHN'S  DISEASE  OF  THE  COLON.   I. 
DIAGNOSIS.   (E.)   Gruebel  Lee,  E.  C.  (Radcliffe 
Infirm.,  Oxford,  England)  and  B.  Dowling.  S. 
Afr.   Med.   J.    '^5(33)  :907-913,  1971. 


10i»5'»     ANALYSIS  OF  MANAGEMENT  OF  PATIENTS  WITH 

SPASTIC  COLITIS.   (Pol.)   Klucznik,  R. 
(Dr.  M.  Pirogowa,  Hosp.,  Lodz,  Poland)  and  K. 
Markiewicz.  '  Wiad.    Lek.    2i((l8)  :1721-1727,  1971. 


10i»55     INTERMITTENT 
MOBILE  CECUM 
(Fort  Worth  Clin.,  Tex 
1971. 


INTUSSUSCEPTION  OF  THE 

(E.)   Sewell ,  R.  L. 
).  Tex.   Med.   67(8)  :8'4-87, 


10456     THE  TRANSANAL  REMOVAL  OF  MALIGNANT 

POLYPS.   (Ger.)   Savic,  B.  (Univ. 
Surg.  Clin.,  Bonn,  Germany),  D.  Schulz  and  E. 
Raschke.  Zentralbl.    Chiv.    96(37) : 1286-1289,  1971 


10'»57     POLYPOSIS  OF  THE  COLON  AND  DESMOID 

TUMOR.  (Ger.)  Werner,  G.  (Med.  Acad., 
Surg.  Clin.,  Erfurt,  Germany),  M.  Schroter  and  H. 
Koch.  Zentralbl.    Chir.    96(40) :  l'»02- 1^406,  1971. 


10458  STUDY  OF  A  SPECIFIC  ANTIGEN  OF  HUMAN 
COLON  TUMORS  OF  EMBRYONIC  ORIGIN.   (Fr.) 

Von  Kleist,  S.  (Cancer  Res.  Inst.,  Villejuif, 
France).  Biol.    Med.    (Paris)    60(3) : 237-292,  1971. 

10459  THE  TREATMENT  OF  POLYPS  OF  THE  LARGE 
INTESTINE.   (Ger.)  Wenzel ,  R.  (Univ. 

Surg.  Clin.,  Tubingen,  Germany),  R.  Bahr,  B. 
Petracic  and  F.  Krause.  Chirurg   42 (lO) :468-470, 
1971. 

10460  ONE-STAGE  COLECTOMY  FOR  ACUTE  DIVER- 
TICULITIS.  (E.)   Localio,  S.  A.  (New 

York  U.  Sch.  Med.,  N.  Y.)  and  M.  J.  Lepore. 
Hosp.    Praat.    6(9): 66-72,  1971. 


10461 


APPENDICITIS  OF  OLD  AGE.   (Ger.) 
Lindemann,  K.  (Med.  Acad.,  Surg.  Clin., 

Lubeck,  Germany)  and  J.  Schlachetzki  .  Ther.    Ggi). 

110(9):126l-1274,  1971. 


I 


10451     DIAGNOSIS  AND  DIFFERENTIAL  DIAGNOSIS 

OF  ACUTE  ABDOMINAL  DISEASE  WITH  PARTICULAR 
REFERENCE  TO  SUBACUTE  RELAPSING  APPENDICITIS. 
(Ger.)   Scheibe,  0.  (Surg.  Clin.,  Stuttgart,  Ger- 
many). Z.  Allgemein  Med.    47(27) : 1385-1389,  1971. 


10452     CONTRIBUTION  TO  THE  GARDNER  SYNDROME. 

(Ger.)   Riede,  L.  (Med.  Acad.,  Radiol. 
Clin.,  Erfurt,  Germany)  and  W.  Bar.   Z.  Aerztl. 
Fortbild.   65(17) : 929-930,  1971. 


10453     AMYLOIDOSES.   REPORT  ON  LOCALIZED 
AMYLOIDOSIS  OF  THE  RECTUM.   (Ger.) 
Nissel,  W.  (Gen.  Polyclin.,  Vienna)  and  G.  Schmidt. 
Wien.   Med.    Woahensehr.    121 (4l) :721-727,  1971. 


10462     'COLON  SYNDROME'  AND  ITS  SURGICAL  TREAT- 
MENT.  (MESOCOLITIS  AMD  ABNORMAL 
FLEXION  OF  THE  COLON  CAUSING  VARIOUS  SYMPTOMS). 
(Jap.)   Sohma,  S.  (Kyorin  U.,  Sch.  Med.,  Tokyo), 
I.  Tatekawa  and  T.  Hayashida.  Stomaoh  Intest. 
(Tokyo)   6(10): 1315-1323,  1971. 


10463     ACUTE  NECROSIS  OF  THE  COLON  \nTHOUT 

SUBJACENT  INTESTINAL  OR  VASCULAR 
OBSTRUCTION:   ' I SCHEMI C  COL ITI S ' .   (Fr.) 
Joyeux,  R.  (CHU  Surg.  Clin.  A,  Montpellier, 
France),  A.  Sellami ,  J.  Veyrat  and  I.  Doucoure. 
J.    Chir.    (Paris)    102(3) : 185-200,  1971. 


10464 


HIRSCHSPRUNG'S  DISEASE:  TOPICAL 
PROBLEMS.   RADIOLOGIC  DIAGNOSIS  IN  THE 
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NEWBORN.   RADIOLOGIC  DIAGNOSIS  OF  TOTAL  MEGACOLON. 
(Fr.)   Sauvegrain,  J.  (St.  Vincent  Paul  Hosp. , 
Paris),  J.  L.  Mareschal  and  M.  J.  Batard,  J. 
Radiol.    Eleotrol.   Med.    Nukl.    52  (10)  .-559-568,  I97I 


IOA65     SURGICAL  REPAIR  OF  RECTAL  PROLAPSE. 
(E.)   Gordon,  I.  (Victoria  Infirm., 
Glasgow,  Scotland)  and  D.  F.  Miller,  Saott.    Med 
J.    l6(9):393-397,  1971. 


10466  A  NEW  TECHNIC  OF  TOTAL  CHOLECTOMY  WITH 
INSERTED  ANTIPERISTALTIC  SEGMENT. 

(Jap.)   Yanagita,  K.  (Toho  U. ,  Sch.  Med.,  Tokyo) 
K.  Atsumi  and  T.  Yoshio.  Toho  Igakkai  Zasshi    (j'. 
Med.    Soa.    Toho  Univ.)    18(3)  :i)28-/(36 ,  I971. 

10467  PROBLEMS  IN  THE  SURGICAL  MANAGEMENT  OF 
CROHN'S  DISEASE  OF  THE  COLON.   II 

TREATMENT.   (e.)   Gruebel  Lee,  E.  C.  (Radcli'ffe 
Infirm.,  Oxford,  England)  and  B.  Dowlinq.  5  Afv 
Med.   J.    45(33)  :91't-920,  1971.  ' 


10468     ADHESIVE  STENOSIS  OF  THE  RIGHT  COLON 

SIMULATING  A  CANCER.   (Fr.)   Brassinne, 
A.  (U.  Liege  Inst.  Med.,  Belgium).  Rev.    Med 
Liege   26 (1 1 ) :378-380,  1971. 


10469 

Boston, 
1971. 


10470 


DIVERTICULAR  DISEASE  OF  THE  COLON.   (E.) 
Colcock,  B.  P.  (Lahey  Clin.  Found., 
Mass.).  Major  Probl.    Clin.    Surg.    n:i-i35_ 


KARAYA  BISMUTH  AND  DISEASES  OF  THE  COLON. 
(Fr.)   Delorme  (35  Ave.  Mont  Dore, 
Lausanne,  Switzerland).  Lyon  Med.    226 (l 7) :585-586, 


10471     DOES  PREGNANCY  PROTECT  AGAINST  APPENDICITIS 

OR  AGAINST  APPEND  I CECTOMY?   (Dut  ) 
Sonneveldt,  A.  W.  (Wilhelmina  Hosp.,  Amsterdam, 
Nether  ands).  Wed.    Tijdsohr.    Geneeskd.    115(34)- 
1413-1418,  1971.  -'vj-'/. 


10472     INTESTINAL  OBSTRUCTION  IN  A  WOMAN  WITH 
LYMPHOMA  CUTIS.   (E.)   Paul,  R.  E.,  Jr. 
(Massachusetts  Gen.  Hosp.,  Boston)  and  A  L 
Vickery,  Jr.  N.    Engl.    J.    Med.    285 (l 7) :960-966 


10473     THE  IMMEDIATE  RESULTS  OF  THE  SURGICAL 

TREATMENT  OF  CANCER  OF  THE  LARGE 
INTESTINE  AND  RECTUM.   (Rus.)  Odenova,  N.  B 
Khzrurgiia   (Moek.  )   47(8): 72-77,  1971. 


10474     THE  IRRITABLE  BOWEL  SYNDROME:   CLINICAL 
AND  PATHOPHYSIOLOGICAL  FEATURES.   (E.) 


Waller,  S.  L.  (Cent.  Middlesex  Hosp.,  London). 
R.    C.   Rom.   Gastroenterol.    3(2):80-87,  1971. 

10475  MASSIVE  RECTAL  HEMORRHAGE  IN  COLONIC 
DIVERTICULOSIS.   20  PERSONAL  CASES. 

(Sp.)   Gutierrez  Blanco,  H.  Pvensa  Med.   Argent. 
58(29):1490-1496,  I971.  ^ 

10476  SUBMUCOSAL  LIPOMA  OF  THE  CECUM.   (it.) 
Mantonico  Santoro,  M.  (United  Hosp. 

Naples,  Italy).  Rass.    Int.    Clin.    Ter.    51(13)-' 
816-825,  1971. 


10477     AGENESIS  OF  THE  APPENDIX.   (it.) 

Mantonico  Santoro,  M.  (United  Hosp. 
Naples,  Italy).  Rass.    Int.    Clin.    Ter.    51(13)' 
807-815,  1971. 


10478     THE  SEXUAL  FUNCTION  IN  MEN  AFTER  RADICAL 

OPERATIONS  FOR  CANCER  OF  THE  RECTUM. 
(Rus.)   Rizhikh,  A.  N.,  L.  S.  Gelfenbein  and 
L.  S.  Boguslavskii,  Khirurgiia   (Mosk.)   47(8)- 
85-87,  1971. 


10479 

LARGE 
S.  A. 
1971. 


10480 


THE  BLOOD  COAGULATION  AND  ANTICOAGULATION 
SYSTEM  IN  PATIENTS  WITH  CANCER  OF  THE 
INTESTINE.   (Rus.)   Parakhoniak,  V.  I.  and 
Kasumian.  Khirurgiia   (Mosk.)   47(8):88-92, 


MODIFICATION  OF  SOAVE'S  OPERATION  IN 
HIRSCHSPRUNG'S  DISEASE  AND  CANCER  OF 

l^^l^^^T-.)o^l''^-J     Telkov,  N.  A.  Khirurgiia 
(Mosk.)   47(8):8l-85,  1971. 


10481     THE  REMOTE  RESULTS  OF  THE  SURGICAL 
TREATMENT  OF  CANCER  OF  THE  RECTUM. 
(Rus.)  Aleksandrov,  V.  B. ,  I.  M.  Militarev  and 
A.  M.  Gofman.  Khirurgiia   (Mosk.)   47(8):77-8l, 


10482     CHANGES  IN  THE  VOLUME  OF  CIRCULATING 
BLOOD  AND  ITS  CONSTITUENTS  FOLLOWING 
COLECTOMY.   (Rus.)   Brusi lovski i ,  M.  I.  and 
A.  M.  Brand ina.  Khirurgiia   (Mosk.)   47(9): 96-99, 


10483     TREATMENT  OF  ACUTE  PARAPROCTITIS. 

(Rus.)   Selivanov,  V.  I.,  K.  D,  Toskin, 

y;/^x  """^''^v  a"'*  '•  K-  Solop.  Khirurgiia   (Mosk.) 
^7(9):93-96,  1971. 


10484     LATE  RESULTS  OF  COLOMYOTOMY.   (E.) 

Smith,  A.  N.  (U.  Edinburgh  Dept.  Clin. 
Surg.,  Scotland),  V.  Giannakos  and  S.  Clarke. 
J.   R.    Coll.   Surg.   Edinb.    16 (5) :276-286,  I971 
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10^485     VILLOUS  PAPILLOMATOSIS  OF  THE  RECTUM. 

(Ger.)   Bartsch,  G.  (U.  Innsbruck  Inst. 
Pathol.  Anat.,  Austria)  and  H.  WoH .  Med.    Welt 
22(A1):1583-1586,  1971. 

lO^tSe     CANCER  OF  THE  COLON  IN  NIGERIANS  AND 

AMERICAN  NEGROES.   (E.)  Adetayo  Gri 1 lo, 
1   (Univ.  Coll.  Hosp.,  Ibadan,  Nigeria),  L.    P. 
Bond  and  W.  W.  Ebong.  J.   Natl.   Med.   Assoc.    63(5): 
357-361,  1971. 

10'»87     RESULTS  OF  GRACILIS  MUSCLE  TRANSPOSITION 

FOR  TREATMENT  OF  FECAL  INCONTINENCE  IN 
CHILDREN.   (Pol.)   Gizycka,  I.  (Med.  Acad.  Pediatr. 
Surg  Clin.,  Warsaw,  Poland)  and  A.  Romanowska. 
Pol.    Tyg.    Lek.    26(36) : 1393-1 395,  1971. 


\QU%2> 


PNEUMATIC  RUPTURE  OF  COLON.   (E.) 
Kumar,  R.  (Bhilai  Steel  Plant  Main  Hosp. 

Bhilai,  India);  T.  R.  Rowe  and  P.  B.  Dave.  Vost- 

grad.   Med.   J.   '♦7(550:631-632,  1971. 

lOijSg     THE  CARCINOID  TUMORS  OF  THE  DIGESTIVE 

TRACT.   (Fr.)   Jouanneau,  P.  and  M. 
Malafosse.  J.    Chir.    (Paris)    102  (3)  :2i.3-25'),  1971 


(Ger  )   Hartel,  M.  (U.  Bern  Med.  Clin.,  Switzerland), 
G.  Eqger,  F.  Halter  and  J.  Laissue  Fortschr'. 
Geb.'  Roentgenstr.   Nuklearmed.    1 15  (4)  :'»32-'*39, 
1971. 

10«»q3     THE  VALUE  OF  LYMPHOANG  lOADENOGRAPHY  IN 
DIAGNOSING  THE  STAGE  OF  DEVELOPMENT  OF 
RECTOCOLIC  CANCER.   (Rum.)   Mandache,  F. 
(Brincovenesc  Hosp.,  Bucharest),  0     Dragnev  M 
Popescu  and  I.  Curea.  ChiruJ^'gta    (Buaur.)    20(b). 
7'«9-75A,  1971. 


10'»9'< 


SUBCUTANEOUS  LATERAL  INTERNAL  ANAL 
SPHINCTEROTOMY  FOR  ANAL  FISSURE.   (E.) 
Millar  D.  M.  (Essex  County  Hosp.,  Colchester, 
England).  Br.   J.   Surg.    58(lO) :737-739 .  1971. 


10495  ENTEROGENOUS  CYSTS  OF  THE  RECTUM  COLITIS 
CYSTICA  PROFUNDA.   (E.)  Talerman,  A. 

(Inst.  Radiother.,  Rotterdam,  Netherlands).  Br. 
J.   Surg.   58(9):6i.3-6'47,  1971. 

10496  ILEOSTOMY  AND  COLOSTOMY  CARE.   (E.) 
Whelton,  M.  J.  (Western  Gen.  Hosp., 

Edinburgh,  Scotland),  J.  ^. /indlay  and  M  A 
MacDonald.  Br'.    J.    Hasp.    Med.    6  (3)  :  31 5-322  ,  19/1. 


10490  BENIGN  LESIONS  OF  THE  RIGHT  COLON. 

(E  )   Lear,  T.  F.  (1968  Peachtree  Rd., 
Atlanta,  Ga.),  S.  W.  Gray,  J.  H.  M'^sap  and  J  E. 
Skandalakis.  J.   Med.   Assoc.    Ga.    60(8) :271-275, 
1971. 

10491  IATROGENIC  COLITIS  DUE  TO  PURGATIVES. 
(Fr.)   Anonymous.  Gaz.   Med.    Fr.    78(34) 

6019-6022,  1971. 


10492 


NONGANGRENOUS  ISCHEMIC  COLITIS:   CLINICAL 
FEATURES  AND  RADIOLOGIC  DIAGNOSIS. 


10497  COLON  DUPLEX,  A  CORRECTABLE  CAUSE  OF 
CONSTIPATION.   (E.)   Goldman,  S.  M. 

(USPHS  Phoenix  Indian  Med.  Ctr   Ariz  )  and 
R.  C.  Kreuzburg.  Ariz.   Med.    28(10)  :7'»8-751  . 
1971. 

10498  THE  IRRITABLE  COLON  SYNDROME.  A  FOLLOW- 
UP  STUDY  WITH  SPECIAL  REFERENCE  TO  THE 

DEVELOPMENT  OF  DIVERTICULA.   (E.)   Havia.  T. 
(U.  Turku  Dept.  Surg.  Radiol ..  Finland)  and  R. 
Manner.  Acta  Chir.    Scand.    137(6) =569-572,  1971. 


See  also  numbers:   10116,  10393 
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TO/iSg     FAMILIAL  ASPECTS  OF  INFLAMMATORY  BOWEL 

DISEASE.   (E.)   Singer,  H.  C.  (U. 
Chicago  Sch.  Med.,  Ml.),  J.  G.  D.  Anderson,  H. 
Frischer  and  J.  B.  Kirsner.  Gastroenteroloav 
6l{4,  Pt.  ]):k23-h30,    I971.  ^'^ 

The  concept  of  a  genetically-induced  susceptibility 
to  inflammatory  bowel  disease  was  examined  by 
reviewing  all  cases  seen  at  the  University  of 
Chicago  between  I963  and  I969,  and  determining 
the  incidence  of  familial  disease  in  a  matched 
series  of  affected  and  healthy  individuals.   Of 
the  6A6  patients  who  returned  questionnaires,  113 
(17.5^)  provided  documentable  evidence  of  in- 
flammatory bowel  disease  within  their  family. 
The  incidence  of  this  disease  was  k%    (6  of  150) 
in  the  control  group  and  11.3^  (17  of  150)  in 
the  group  randomly  selected  from  the  6't6  affected 
individuals.   Of  the  113  patients  66  (58^)  had 
"pure"  ulcerative  colitis,  16  (I5I)  had  "pure" 
Crohn's  disease,  and  31  (27%)  had  both  of  these 
disorders.  The  most  frequent  familial  distribution 
was  1  additional  affected  family  member  (8^%)  , 
and  most  often  involved  a  sibling  or  a  parent- 
child  combination.   While  familial  and  nonfamilial 
groups  showed  no  significant  differences  with 
regard  to  sex,  race,  marital  status,  occupation, 
educational  level,  medical  or  surgical  treatment, 
complications,  or  associated  conditions,  those 
individuals  with  a  family  history  of  inflammatory 
bowel  disease  were  most  likely  to  be  Jewish  and 
developed  the  disease  in  their  second  decade  of 
1  ife. 


10500     THE  OVERLAPPING  SPECTRUM  OF  ULCERATIVE 

AND  GRANULOMATOUS  COLITIS:   A  ROENTGENO- 
GRAPH I  C-PATHOLOG  I  C  STUDY.   (E.)  Margulis,  A.  R. 
(U.  California  Sch.  Med.,  San  Franci sco) , 'h. ' I . ' 
Goldberg,  T,  L.  Lawson,  C.  K.  Montgomery,  0.  N. 
Rambo,  C.  D.  Noonan  and  J.  R.  Amberg.  Am.    J. 
Roentgenol.   Radium  Ther.   Nual.   Med.    in(2)-32'5-^^/i 
1971.  • 

The  roentgenograms  of  150  cases  of  colitis  were 
classified  as  ulcerative  in  76  cases,  granulomatous 
in  60  and  indeterminate  colitis  in  lA  cases  by  2 
radiologists  using  10  typical  criteria.   Two 
pathologists  compared  these  roentgen  findings  by 
biopsy  in  22  patients  and  colectomy  and  necropsy 
in  128  patients.   Total  colon  involvement  was 
noted  in  k]%   of  the  patients  with  ulcerative 
colitis,  7'*%   had  concentric  involvement,  96% 
involvement  of  the  left  colon  and/or  rectum,  8OI 
had  shallow  ulcers  and  k2%   had  deep  ulcers.   The 
patients  with  granulomatous  colitis  demonstrated 
23%  total  colon  involvement,  22%  concentric 
involvement,  77%  left  colon  and/or  rectum,  32% 
shallow  ulcer,  and  82%  deep  ulcer.   The  indeter- 
minate, U  cases,  had  57%  of  total  and  concentric 
involvement,  100%  left  colon  and/or  rectum,  86% 
shallow  ulcer,  and  8%  deep  ulcer  involvement. 
Enterocolic  and  ileocecal  fistulae  and  intramural 
and  peritoneal  abscesses  were  found  almost 


exclusively  in  granulomatous  colitis.   A  gaping 
ileocecal  value  was  more  frequent  in  ulcerative 
colitis.   The  150  cases  were  then  reviewed  by  3 
gastrointestinal  radiologists.   Their  unanimous 
opinion  did  not  coincide  with  histological  inter- 
pretation in  13  cases.   The  indeterminate  cases 
were  reclassified.   Combined  interpretation  of 
clinician,  radiologist,  and  pathologist  is 
necessary  in  any  case  of  colitis  with  atypical  or 
overlapping  features. 


10501     ULCERATIVE  COLITIS  IN  FEMALE  MONOZYGOTIC 
TWINS  AND  A  FEMALE  SIBLING.   (E.) 

Sleight,  D.  R.  (U.  Illinois  Abraham  Lincoln  Sch. 
Med.,  Chicago),  J.  E.  Galpin  and  R.  E.  Condon. 
Gastroenterology  6]  {k,    Pt.  1):507-512,  1971. 

An  unusual  family  in  which  ulcerative  colitis 
occurred  in  female  monozygotic  twins  and  in  a 
nontwin  female  sibling  is  reported  and  the 
literature  of  ulcerative  colitis  in  twins  and  in 
families  is  reviewed.   There  was  no  ancestral 
history  of  ulcerative  colitis  or  of  any  disease 
exhibiting  diarrhea,  anemia,  abdominal  pain,  or 
weight  loss.   Neither  the  parents  nor  two  older 
nontwin  brothers  were  affected.   Various  genetic 
and  environmental  factors  which  may  be  involved 
in  the  development  of  ulcerative  colitis  are  dis- 
cussed.  The  small  number  of  monozygotic  twins 
reported  with  ulcerative  colitis  seems  to  contradict 
a  purely  genetic  basis  for  the  disease.   The 
ages  of  onset  (20,  21  and  2^)    and  sex  of  the 
affected  siblings  fit  most  closely  a  polygenic 
familial  predisposition,  possibly  sex-linked, 
which  requires  a  further  genetic  or  environmental 
stimulus  for  expression. 


10502     PORTAL  VEIN  GAS  FOLLOWING  BARIUM  ENEMA 

EXAMINATION.   (E.)   Kees,  C.  J.  (U. 
Mississippi  Med.  Ctr.,  Jackson)  and  C.  L.  Hestern 
Jr.  Radiology    102  (3)  :525-526  ,  I972. 

A  case  is  presented  of  a  A^i-yr-old  woman  who 
presented  with  a  6-yr  history  of  intermittent 
mucus  and  blood-streaked  diarrhea  associated  with 
chills  and  fever.   During  the  past  yr  she  had  a 
10-pound  weight  loss  and  up  to  8  bowel  movements 
daily.  A  barium  enema  revealed  the  changes  of 
ulcerative  colitis  but  no  hepatic  portal  venous 
gas  was  seen.   Biopsy  was  confirmative.   Combined 
barium  enema  and  air-contrast  examination  3  days 
after  biopsy  yielded  the  same  findings  and  she 
was  started  on  azulfidine  in  addition  to  the 
usua|  medical  regimen.   Repeat  barium  enema 
examination  3  and  10  months  later  showed  overall 
radiographic  improvement  of  the  colon  with  some 
decrease  in  ulceration,  and  no  gas  was  seen  in 
the  hepatic  portal  veins  on  either  occasion. 
Another  barium  enema  1  yr  later  revealed  a  marked 
increase  in  activity  as  well  as  extensive  ulcera- 
tion and  pseudopolyposis.   The  pre-evacuat ion 
films  demonstrated  no  gas  in  the  portal  veins, 
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but  the  post-evacuation  study  clearly  revealed 
characteristic  distribution  of  hepatic  portal 
vein  gas.   No  clinical  or  radiographic  evidence 
of  toxic  megacolon  was  seen  at  any  time  nor  was 
Intramural  gas  seen  on  plain  or  barium  enema  films. 
Because  her  disease  could  not  be  controlled 
medically  a  total  colectomy  was  performed.   Three 
months  after  surgery  she  is  doing  well  with  some 
weight  gain. 


10503 


LACTOSE  INTOLERANCE  IN  JEWISH  PATIENTS 
WITH  ULCERATIVE  COLITIS.   (E.)   Tandon , 
R.,  H.  Mandell  (Backus  Hosp. ,  Norwich,  Conn.), 
h'm.  Spiro  and  W.  R.  Thayer,  Jr.  Am.    J.    Dig. 
Dis.    l6(9):8it5-8'»8,  1971. 

A  possible  reason  for  the  high  incidence  of  lactase 
deficiency  found  in  Jewish  patients  with  ulcerative 
colitis  was  suggested  to  be  due  to  segregation  of 
the  genes  for  ulcerative  colitis  and  lactase 
deficiency.   Seventy  patients  with  ulcerative 
colitis  and  3h   control  subjects  were  studied. 
Lactose  tolerance  tests  were  done  on  70  ulcerative 
colitis  patients;  of  51  non-Jewish  patients,  12 
(23.5%)  had  lactose  intolerance;  of  19  Jewish 
patients,  16  (8*4. 2%)  had  lactose  intolerance.   A 
control  group  of  h\    Jews  without  ulcerative  colitis 
had  7U  lactose  intolerance,  while  53  non-Jewish 
controls  had  20.7%  intolerance.   For  this  study, 
lactose  intolerance  was  defined  as  the  failure  of 
blood  glucose  level  to  rise  more  than  20  mg  higher 
than  the  fasting  level.   In  addition,  studies 
should  consider  the  ethnic  and  geographic  origin 
of  the  patients.   This  might  explain  some  of  the 
differences  of  lactose  intolerance  reported  among 
various  groups. 


lOSO** 


A  COMPARISON  OF  THE  ILEOSTOMY  FUNCTION 
IN  PATIENTS  PROCTO-COLECTOMIZED  FOR 
ULCERATIVE  COLITIS  AND  CROHN'S  DISEASE  OF  THE 
COLON.   (E.)   Hult^n,  L.  (Sahlgrenska  Hosp., 
Goteborg,  Sweden),  C.  Holm  and  J.  Kewenter.  Acta 
Chir:   Soand.    137(7) : 689-69 1 ,  1971. 

The  average  excretional  volumes  and  electrolyte 
content  of  dejecta  during  the  first  9-12  days 


after  proctocolectomy  in  9  patients  with  ulcerative 
colitis  and  in  6  with  Crohn's  disease  was  studied. 
The  diagnosis  had  been  established  by  rectal 
biopsy  and  subsequent  histological  examination 
after  operation.   On  laparotomy  the  small  intestine 
was  free  of  gross  lesions.   None  of  the  patients 
had  received  steroids.   Twenty-four  hr  collections 
of  ileostomy  dejecta  were  made  during  the  period 
of  investigation.   Ileostomy  action  of  more  than 
100  ml  of  dejecta  occurred  on  the  second  or  third 
postoperative  day  with  no  remarkable  difference 
between  the  2  groups.   There  was  no  difference  in 
the  volume  of  the  dejecta  between  the  2  groups 
during  the  study.   The  ileostomy  discharge  in- 
creased gradually  until  the  fourth  postoperative 
day  then  declined  to  about  650  ml  in  the  colitis 
group  and  950  ml  in  the  Crohn  group  by  the  ninth 
postoperative  day,   The  losses  of  sodium  were 
directly  proportional  to  the  volume  of  the 
dejecta  and  did  not  vary  between  the  groups.   The 
loss  of  potassium  per  2it  hr  varied  considerably 
within  each  group  but  did  not  differ  between  the 
groups.   The  patients  have  been  followed  for  at 
least  a  yr  and  ileostomy  function  has  remained 
normal . 

10505     IMMUNOLOGICAL  ASPECTS  OF  ULCERATIVE 

COLITIS  IN  THE  LIGHT  OF  PERSONAL 
INVESTIGATIONS.  '(E.)   Bakowska,  Z.  (Med.  Ctr. 
Postgrad.  Educ. ,  Warsaw,  Poland).  Mat.   Med.   Pol. 
2(2-3) :25-31,  1970. 


10506     TOXIC  COLON  COMPLICATING  ULCERATIVE 
COLITIS.   REPORT  OF  9  CASES.   (Pol.) 
Narebski,  J.  (Med.  Acad.  Inst.  Clin.  Med   Warsaw, 
Poland)  and  K.  Jakubowska.  Pol.    Tyg.    Lek.    26^42;: 
1625-1628,  1971. 


10507     COLITIS,  GRANULOMATOUS  OR  ULCERATIVE. 

(E.)   Shallenberger,  P.  L.  (Robert 
Packer  Hosp.,  Sayre,  Pa.).  D  «•  leaver  and  G 
Eisinger.  Guthrie  Clin.    Bull,    ^tl  (2)  :73-81  ,  1971. 


See  also  numbers:   9925,  10291,  103^5 
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10508     PANCREATIC  CALCIFICATIONS.   (E.)   Mi  nag i, 

H.  (U.  California  Sch.  Med.,  San  Fran- 
cisco) and  F.  R.  Margolin.  Am.    J.    Gastroenterol. 
57(2):139-145,  1972. 

Pancreatic  calcifications  are  present  in  up  to 
30^  of  the  patients  with  chronic  pancreatitis. 
Calcifications  in  the  pancreas  are   nearly  always 
multiple  and  vary  from  discrete  calculi  to  multiple 
punctate  or  granular  forms.   Occasionally  a  solitary 
calculus  may  be  found  in  a  larger  duct.   Increase 
in  extent  is  indicative  of  progressive  disease. 
In  pancreatitis,  concretions  are  believed  to  be  a 
result  of  inflammation  caused  primarily  by  precipi- 
tation. Among  677  patients  with  pancreatic 
calcification,  pancreatic  carcinoma  was  found  in 
2^    (3.6^).   Chronic  irritation  by  calculous  disease 
is  postulated  as  a  mechanism  responsible  for  the 
malignant  change.   Pancreatic  calcifications  usually 
remain  unchanged  for  long  periods  or  may  rarely 
disappear  spontaneously  or  be  associated  with 
pseudocysts  or  malignancy.   Calcifications  within 
the  pancreas  have  also  been  seen  with  tuberculosis 
and  hyperparathyroidism  and  rarely  with  cystic 
fibrosis,  hemochromatosis,  infarction,  hemorrhage, 
and  hydatid  disease.   Of  370  patients  with  calcifi- 
cation mz   had  diabetes  and  I9I  had  evidence  of 
pancreatic  exocrine  insufficiency. 


10509     ECHOGRAPHIC-RADIOLOGICAL  DOCUMENTATION 
OF  SPONTANEOUS  RUPTURE  OF  A  PANCREATIC 
PSEUDOCYST  INTO  THE  DUODENUM.   (E.)   Leopold, 
G.  R.  (U.  California-San  Diego  Sch.  Med.,  La' 
Jolla),  R.  N.  Berk  and  R.  T.  Reinke.  Ra'dioloqy 
102(3) :699-700,  1972. 

A  single  case  is  presented  of  a  35-yr-old  female 
alcoholic  admitted  for  the  second  time  with 
severe  epigastric  pain  radiating  to  the  back 
following  a  3-week  period  of  heavy  drinking.   On 
examination  there  was  marked  epigastric  tenderness 
and  guarding,  but  no  definite  mass  was  palpated. 
She  had  fever,  leukocytosis  and  an  elevated  serum 
amylase  level,  while  an  abdominal  plain  film  re- 
vealed pancreatic  calcification.   During  a  week 
of  nasogastric  suction  and  i.v.  feeding  her 
laboratory  studies  were  unaltered,  but  an  epi- 
gastric fullness  could  be  palpated.   On  the 
seventh  hospital  day,  contact  echography  with  a 
B-scan  laminagraph ic  unit,  made  transversal ly 
and  longitudinally  at  2-cm  intervals,  was  performed 
prior  to  barium  studies.   The  initial  echogram 
(a  high-gain  transverse  scan  8  cm  cephalad  to 
the  iliac  crest)  revealed  a  large,  loculated 
anterior  mass,  which  was  clearly  filled  with 
fluid;  an  identical  scan  was  seen  after  total 
aspiration  of  the  stomach  with  a  nasogastric  tube. 
Two  days  later  an  upper  gastrointestinal  barium 
study  revealed  a  large  mass  compressing  the  lesser 
curvature  of  the  stomach  and  the  duodenal  bulb 
extrinsically.   Later  that  day  she  felt  markedly 
improved  and  the  mass  seemed  decreased  in  size 
to  palpation.   Repeat  echography  3  days  later 


showed  that  the  anterior  fluid  mass  was  no  longer 
present  and  a  barium  study  the  next  day  revealed 
a  broad  fistulous  tract  from  the  apex  of  the 
duodenal  bulb  to  a  collapsed  cavity  along  the 
lesser  gastric  curvature.   She  was  discharged 
but  was  readmitted  1  week  later  with  increasing 
left  subscapular  pain  and  the  same  laboratory 
studies.  At  laparotomy,  a  trilobed  pseudocyst 
containing  a  moderate  amount  of  sterile  fluid  was 
found  and  a  cystojej unosotomy  was  constructed  to 
promote  drainage. 


10510     SURGICAL  CORRECTION  OF  FUNCTIONING  ISLET 

CELL  CARCINOMA  OF  THE  PANCREAS  ASSOCIATED 
WITH  HYPERADRENOCORTICISM.   (E.)   Frederick, 
W.  C.  (St.  Vincent's  Med.  Ctr.  ,  Richmond,  N .'  Y.) 
and  L.  Gross.  Am.    J.    Gastroenterol.    57  (2) : 146-151 
1972. 

A  case  of  functioning  islet  cell  carcinoma  of 
the  pancreas  with  clinical  and  laboratory  evidence 
of  adrenocortical  hyperfunct ion  in  a  21-yr-old 
white  male  is  presented.   The  patient  entered  the 
hospital  with  a  5-month  history  of  dizziness, 
fainting  spells,  convulsions  and  low  blood  sugar 
levels.   He  had  a  "diabetic"  glucose  tolerance 
test,  elevated  plasma  corticoids  and  Cushing-like 
facies.  A  clinical  diagnosis  of  functioning 
islet  cell  adenoma  was  made.   At  surgery,  a  sub- 
total pancreatectomy  and  splenectomy  was  carried 
out.   Blood  glucose  monitoring  during  surgery 
showed  a  rapid  rise  in  blood  sugar  after  removal 
of  the  tumor  and  Indicated  a  single  tumor.   A 
2.5-cm  islet  cell  carcinoma  was  found  in  the 
tail  of  the  pancreas.   Postoperative  course  was 
uneventful.  ACTH  assays  were  not  obtained,  how- 
ever, the  normal  plasma  Cortisol  levels  2  weeks 
after  surgery  and  the  regression  of  the  Cushing's 
features  3  months  after  surgery  indicate  that  a 
substance  similar  to  ACTH  stimulated  the  adrenal 
cortex.   It  is  possible  that  an  imbalance  between 
glucagon  and  insulin  is  responsible  for  the 
diabetic  glucose  tolerance  curve  that  did  not 
disappear  with  surgical  removal  of  the  tumor. 
The  overproduction  of  growth  hormone  was  not 
demonstrated. 


10511     PANCREAS  TRANSPLANTATION  IN  DOGS  AND 

PANCREAS  PRESERVATION  BY  FREEZING. 
(Ger.)   Zimmermann,  G.  (Salzburg  Hosp.,  Austria) 
and  E.  Hell.  Langenheaks  Arch.    Chir.    328(4): 
328-348,  1971. 

Different  types  of  anastomoses  in  intra-abdominal 
heterotopic  duodenopancreat Ic  al lotransplants 
into  the  right  iliac  fossa  were  compared.   End- 
to-side  anastomosis  between  the  portal  vein  of 
the  transplant  and  Inferior  vena  cava  of  the 
recipient  was  superior  to  the  end-to-end  anastomosis 
with  the  right  common  iliac  vein  of  recipient, 
since  the  latter  frequently  resulted  in  thromboses 
and  pancreatitis  and  a  higher  surgical  mortality. 
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The  end-to-end  anastomosis  to  the  right  external 
iliac  artery  of  recipient  was  definitely  superior 
to  anastomosis  to  the  right  renal  artery.  The 
average  survival  time  of  dogs  without  immuno- 
suppressive therapy  (excluding  those  dying  during 
first  '*8  post-operative  hr)  was  11.1  days.   Daily 
administration  of  k   mg/kg  azathioprine  and  2  mg/kg 
prednisolone  (10  recipients)  markedly  prolonged 
survival  (average  28.1  days,  longest  63  days)  but 
2  mg/kg/day  of  azathioprine  and  1  mg/kg/day  pred- 
nisolone only  slightly  increased  survival  (16 
days).  At  autopsy,  grafts  showed  signs  of  chronic 
rejection.   Rejection  caused  a  progressive  loss 
of  exocrine  function  resulting  in  severe  weight 
loss  and  death,  but  the  endocrine  function  was 
maintained  in  most  animals  until  death.   The 
endocrine  function  was  also  maintained  to  a  certain 
degree  in  6  of  12  organs  which  had  been  preserved 
by  freezing  at  -60°C  for  6-10-days  prior  to 
transplantation,  but  survival  of  the  recipients 
was  shorter  than  that  of  controls  (less  than  5 
days).   It  is  postulated  that  the  rapid  death  of 
these  recipients  was  due  to  the  release  of  toxic 
substances  from  the  preserved  organ.  The  problems 
of  pancreas  transplantations  in  humans  and  of 
organ  preservation  by  freezing  are  discussed. 


10512     CARCINOMA  ASSOCIATED  WITH  PANCREATIC 

CYST.   (E.)   Buck,  B.  A.  (U.  Oregon  Med. 
Sch  ,  Portland)  and  W.  S.  Fletcher.  Surg.   Gyneool. 
Obstet.    13'4(l):'t'(-'»6,  1972. 

Two  patients  were  operated  upon  with  a  preoperative 
diagnosis  of  pancreatic  pseudocyst.  Although 
exploration  and  biopsy  were  performed,  the  pre- 
sence of  a  neoplasm  could  not  be  proved  at  the 
initial  operation.   Both  patients  were  found  to 
have  advanced  metastatic  carcinoma  at  subsequent 
laparotomy.   Criteria  which  are  helpful  in  evaluating 
a  patient  with  pancreatic  cyst  is  a  proven  history 
of  recurrent  pancreatitis  with  antecedent  trauma 
or  alcoholism  pointing  to  a  benign  diagnosis.^ 
Severe  abdominal  and  back  pains,  narcotic  addiction 
and  marked  weight  loss  may  occur  in  patients 
with  either  pseudocyst  or  carcinoma.  The  presence 
of  jaundice  markedly  increases  the  index  of 
suspicion  for  carcinoma.  A  negative  pancreatic 
biopsy  is  of  little  differential  value.   If  at 
operation  a  recognized  tumor  is  not  amenable  to^ 
resectional  therapy,  biliary  bypass  and  a  positive 
diagnosis  may  save  the  patient  a  future  surgical 
procedure. 


or  kwashiorkor  in  childhood  was  elicited.   Pan- 
creatic calcification  was  seen  in  2  patients. 
Pancreatic  calcification  of  a  familial  nature  has 
been  described;  though  not  proven.   There  may  be 
a  genetic  predisposition  to  pancreatic  calcification 
in  those  with  this  abnormality. 

IO5IA     ANNULAR  PANCREAS  AND  DUODENOSTASI S. 
(Rus.)   Borovi,  E.  M.  Vestn.    Khir. 
107(9):35-38,  1971. 


10515     ECTOPIC  PANCREATIC  TISSUE  IN  THE  AREA 

OF  THE  LEFT  KIDNEY.   (Ger.)   Brinkmann, 
H.  0.  (Marien  Hosp.,  Soest,  Germany).  Urologe 
11('*):139-1'*0,  1971. 


10516     NON  FUNCTIONAL  ISLET  CELL  TUMOR  OF  THE 

PANCREAS.   (Fr.)   Gaboury,  J.  (Notre 
Dame  Hosp.,  Montreal,  Quebec,  Canada),  P.  Daloze, 
M.  Emond  and  R.  Vauclair.  Union  Med.    Can.    100(9) 
1767-1770,  1971. 


10513 


AETIOLOGICAL  FACTORS  IN  PANCREATIC 
CALCIFICATION  IN  CEYLON.   (E.) 
Nagaratnam,  N.  (Govt.  Hosp.,  Gampaha,  Ceylon)  and 
K.  R.  W.  Gunawardene.  Digestion   5(l):9-l6,  1972. 

Pancreatic  calcification  was  found  in  only  2  of 
82  male  alcoholic  patients  whose  ages  ranged 
from  35-66  yr.  There  were  5  with  acute  alcoholic 
hepatitis,  3  with  cirrhosis  and  701  with  serum 
amylase  levels  above  normal.   In  12  randomly 
selected  cases  of  diabetes,  no  history  of  marasmus 


10517 


CYSTIC  FIBROSIS  IN  THE  ADULT.   REPORT 
OF  A  CASE.   (Fr.)   Gallet,  M.  (St. 

Joseph  Hosp.,  Lyon,  France),  M.  Tartulier  and  M. 

Lestaevel.  Lyon  Med.    225  (9)  :8'»5-857,  1971. 


10518     CRITICAL  STUDY  OF  THE  VALUE  OF  THE 

BLOOD  GLUCOSE  AND  AMYLASE  TEST  IN 
SCREENING  OF  PANCREATIC  DISEASE.   STUDY  OF  595 
CASES.   (Fr.)  Vermesse,  G.  (Cent.  Hosp.,  Lens, 
France),  J.  Polaert  and  C.  Gautier  Benoit. 
Lille  Med.    16(3)  :'»15-'»2'*,  1971. 


10519     INHIBITION  OF  SUGAR  TRANSPORT  BY  PLASMA 

FROM  CYSTIC  FIBROSIS  PATIENTS.   (E.) 
Brown,  G.  A.  (U.  Birmingham  Inst.  Child  Health, 
England),  A.  Oshin,  M.  C.  Goodchild  and  C.  M. 
Anderson.  Lancet   2 (7725)  :639-6'(0,  1971. 


10520     IgA:   PRESENCE  IN  MECONIUM  OBTAINED 
FROM  PATIENTS  WITH  CYSTIC  FIBROSIS. 
(E.)   Rule,  A.  H.  (Boston  Coll.  Grad.  Dept.  Biol., 
Chestnut  Hill,  Mass.),  D.  Lawrence  and  H.  J. 
Hager.  Pediatries  '^8W^.(>0^-(>Q^,    1971. 


10521     TOMO-ECHOGRAPHIC  EXPLORATION  OF  THE 

PANCREAS.  (Fr.)  Weill,  F.  (CHU  Radiol 
Ctr.,  Besancon,  France),  J.  Kraehenbuhl  and  J.  P. 
Ricatte.  Presse  Med.    79 (37) :  I6'»l-l6i4'4,  1971. 


10522     ACUTE  NECROSIS  OF  PANCREAS  FOLLOWING 
GASTRIC  RESECTION  DUE  TO  OBSTRUCTION 
OF  THE  ORIFICE  OF  THE  PANCREATIC  DUCT  BY  AN 
ASCARID.   (Rus.)   Borovi i,  E.  M.,  L.  N.  Nesterenko 
and  V.  M.  Bas.  Klin.   Khir.    51  (7) -.71-72 ,  1971. 
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10523     PRIMARY  SPINDLE  CELL  SARCOMAS  OF  THE 

PANCREAS.   REPORT  OF  TWO  CASES.   (Fr.) 
Godquin,  B.  (63  Promenade  de  la  Croisette,  Cannes, 
France)  and  Y.  Salembier.  J.    Chir.     (Paris) 
102(3):217-226,  1971. 


10527     DIAGNOSIS  AND  TREATMENT  OF  BENIGN 

TUMORS  OF  THE  PANCREAS.   (Ger.) 
Vossschulte,  K.  (Univ.  Surg.  Clin.,  Giessen, 
Germany),  F.  X.  Sailer  and  K.  Schultis.  Dtsoh. 
Med.    Woahensahr.    96(37) :  1461 -I '♦SS,  1971. 


1052'*     DISAPPOINTING  RESULTS  IN  ANGIOGRAPHIC 

EXPLORATION  OF  THE  PANCREAS.  (Dut.) 
Van  Voorthuisen,  A.  E.  (Acad.  Ziekenh.,  Hosp. , 
Leiden,  Netherlands).  J.  Beige  Radiol.  5*4(5): 
621-627,  1971. 


10528     HYDATID  CYST  WITH  CAUDAL  PANCREATIC 
LOCALIZATION.   (Rum.)   Cristian,  V. 
(Judetean  Hosp.,  Sibiu,  Rumania)  and  G.  Telea. 
Chirurgia    (Buaur.J    20  C*)  .-379-381  ,  1971. 


10525     RADIOLOGIC  STUDY  OF  PANCREATIC  DISEASE 

IN  THE  ADULT.   (E.)   Rizk,  G.  K.  (American 
U.  Med.  Ctr.,  Beirut,  Lebanon)  and  Z.  L.  Deeb. 
J.   Med.   Liban.    2A(4) :367-380,  1971. 


10529     THE  OPERATIVE  DIAGNOSIS  OF  CARCINOMA 
OF  THE  PANCREAS.   (E.)   Trapnel 1  ,  J. 
(Roy.  Victoria  Hosp.,  Bournemouth,  England).  Br. 
J.    Surg.    58(10:8/49-851,  1971. 


10526     PANCREATIC  DISEASE  IN  DOGS  AND  CATS. 

(E.)  Anderson,  N.  V.  (Kansas  State  U. 
Coll.  Vet.  Med.,  Manhattan)  and  A.  C.  Strafuss. 
J.   Am.    Vet.   Med.   Assoo.    159 (7) : 885-89 1 ,  1971. 


10530     CARCINOID  OF  THE  PANCREAS.   (E.) 

Gordon,  D.  L.  (Mt .  Sinai  Hosp.  Med. 
Ctr.,  Chicago,  111.),  M.  Chang  Lo  and  M.  A. 
Schwartz.  Am.   J.   Med.    51  (3)  :'4l2-'4l5,  1971. 


See  also  numbers:   1013/4,  IOI/49,  1015/4,  IO6/49 
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10531     ACUTE  PANCREATITIS.   AN  APPRAISAL  OF  kl 
CASES.   (E.)   Bhansali,  S.  K.  (Topiwala 
Natl.  Med.  Coll.,  Bombay,  India)  and  C.  K. 
Deshpande.  Am.    J.    Gastroenterol.    57 (2) : 152-165 
1972. 

Among  the  ^2   cases  of  acute  pancreatitis  are 
etiologies  of  acute  and  recurrent  acute  pan- 
creatitis, postoperative  pancreatitis,  pancreatitis 
with  duodenal  ulcer,  and  parathyroid  disease. 
Seventeen  of  1*2   cases  died  {kO%)  ,    13  of  them 
within  k8   hr  of  hospitalization  mainly  due  to 
toxemia.   Only  3  of  the  2/4  cases  managed  medically 
died,  in  contrast  to  7  of  12  who  received  surgical 
treatment.  Among  the  7  fatal  cases  operated  on, 
^4  had  normal  or  equivocal  serum  amylase  levels 
due  to  fulminating  disease.   In  patients  past  the 
age  of  /4O  (22  cases),  the  mortality  was  50^,  in 
patients  below  /4O  (20  cases)  the  mortality  was 
30%.   Nine  of  15  patients  with  toxemia  died,  and 
10  of  19  patients  with  paralytic  ileus  died.  The 
2  patients  with  postoperative  pancreatitis  died. 
In  this  study,  9  of  13  autopsied  cases  had  grossly 
hemorrhagic  pancreatitis.   Of  the  25  survivors, 
16  were  followed  from  3  months  to  5  yr.   Recurrent 
pancreatitis  was  evident  in  5  cases  and  required 
emergency  care.   Four  patients  required  supplements 
of  enzyme  for  steatorrhea  and  3  patients  developed 
persistent  hyperglycemia. 


10532     EMERGENCY  PANCREATECTOMY  FOR  ACUTE 

PANCREATITIS.   (A  PERSONAL  STATISTICAL 
STUDY  BASED  ON  17  CASES).   (E.)   Hoi  lender,  L.  F. 
(Univ.  Hosp.  Ctr.,  Strasbourg,  France),  M.  Gillet 
and  J.  J.  Kohler.  Chir.    Gastroenterol.    5(3): 
3/46-360,  1971. 

The  authors  have  presented  their  results  of 
emergency  partial  pancreatectomy  for  11  cases  of 
acute  primary  pancreatitis  and  in  6  cases  of 
acute  postoperative  pancreatitis.   Of  the  17 
cases  treated  with  pancreatectomy  there  were  6 
deaths,  which  is  comparable  to  the  high  mortality 
rate  previously  reported.   From  1957  to  1968, 
the  authors  treated  38  of  83  cases  of  acute 
pancreatitis  by  operation  i.e.  exploratory  laparotomy 
or  drainage.  Twelve  of  the  38  patients  had  an 
edematous  form  and  there  were  2  deaths.   Necrotic 
and  hemorrhagic  forms  were  found  in  26  patients 
with  21  deaths.   From  a  comparison  of  these 
earlier  results  the  author  favors  operation  with 
pancreatectomy.   It  is  felt  that  early  and 
extensive  pancreatectomy  is  necessary  to  reduce 
the  mortality.   Surgery  should  be  performed  only 
in  cases  where  necrotic-hemorrhagic  lesions  are 
undeniable.   In  doubtful  cases  the  authors  would 
prefer  to  re-operate.  The  ideal  time  for  surgery 
seems  to  be  between  the  first  and  third  day  of 
the  evolution  of  acute  necrotic-hemorrhagic 
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pancreatitis  at  a  time  when  medical  treatment  has 
failed  and  complications  have  not  appeared. 


10533 


H 


HYDROLYSIS  OF  A  WATER  INSOLUBLE  SUBSTRATE 
INCORPORATED  INTO  SOLIDIFIED  AGAR  MEDIUM 

BY  ENZYME  a-AMYLASE  CONTAINED  IN  SERUM  AND  URINE 

OF  PATIENTS  SUFFERING  FROM  ACUTE  PANCREATITIS. 

(E.)   Ceska,  M.  (Pharmacia  AB,  Uppsala,  Sweden). 

Clin.   Chim.  Acta  36(2)  ■.k63-k7]  ,    1972. 

Water-insoluble  blue  starch  polymer  incorporated 
into  solidified  agar  medium  forms  a  synthetic 
substrate  for  the  enzyme,  a-amylase.   The  sub- 
strate was  hydrolyzed  by  serum  and  urine  samples 
from  patients  suffering  from  acute  pancreatitis; 
an  easily  measured  transparent  circular  urea  was 
formed  when  the  enzyme  present  in  the  sample 
diffused  through  the  solidified  medium.   The 
transparent  circular  area  increased  with  increasing 
time  and  temperature  of  incubation,  and  the 
growth  rate  of  these  areas  was  higher  in  patients 
with  acute  pancreatitis  than  in  controls.  The 
diameter  of  the  transparent  circular  areas  de- 
creased linearly  with  increasing  dilution  of  sample. 
Advantages  of  this  method  of  determining  enzyme 
activities  are  that  the  enzyme  does  not  need  to 
function  under  substrate  saturation  conditions 
and  it  is  unnecessary  to  dilute  samples  from 
patients  suffering  from  acute  pancreatitis. 


lOSSf^     THE  USE  OF  ECHOTOMOGRAPHY  IN  EXPLORING 
THE  PANCREAS.   (Fr.)   Weill,  F.  (Univ. 
Hosp.  Ctr.,  Besancon,  France),  J.  Becker,  J. 
Kraehenbuhl,  J. -P.  Ricatte,  H.  Kasozi  and  N. 
Prevotat.  Ann.   Radiol.     (Paris)    U  (9-10)  :735-7'46 , 
1971. 

A  discussion  concludes  that  pancreatic  cysts  and 
pseudocysts  are  clearly  demonstrable  by  echotomo- 
graphy,  although  pancreatitis  is  difficult  to 
diagnose,  in  the  absence  of  considerable  swelling. 


10535     ACUTE  PANCREATITIS.   (E.)   Geokas,  M.  C. 

(U.  California  Sch.  Med.,  Los  Angeles), 
J.  L.  Van  Lancker,  B.  M.  Kadel 1  and  H.  I.  Machleder. 
Ann.    Intern.    Med.    76(0:105-117,  1972. 

Two  types  of  acute  pancreatitis  have  been  recog- 
nized:  the  edematous  or  interstitial  and  the 
hemorrhagic  or  necrotic.   The  leading  causes  of 
acute  pancreatitis  are  alcoholism,  biliary  tract 
disease  and  trauma;  hyperparathyroidism,  familial 
hyperlipemia,  drugs,  and  hereditary  pancreatitis 
account  for  a  few  cases.   Autodigest ion  of  pan- 
creatic tissue  by  released  enzymes  is  the  most 
plausible  pathogenesis  for  tissue  injury.   Peculiar 
characteristics  of  pancreatic  inflammation  are 
fat  necrosis,  hemorrhagic  necrosis  and  glassy 
edema.   X-ray  examination  of  the  chest  and  abdomen 
is  helpful  in  diagnosis,  but  elevated  serum  amylase 
is  the  most  important  diagnostic  feature.   Serum 
methalbumin  is  helpful  in  differentiating  the 
edematous  from  the  hemorrhagic  form.   A  poor 


prognostic  sign  in  acute  pancreatitis  is  pronounced, 
persistent  hypocalcemia  which  may  reflect  calcium 
soap  formation  and  the  release  of  glucagon  and 
thyrocalcitonin.   Peritoneal  lavage  may  now  be 
used  with  infusion  of  crystalloids,  colloids, 
analgesics  and  nasogastric  suction  in  hemorrhagic 
pancreat i  t i  s . 


10536     THE  SURGICAL  SIGNIFICANCE  OF  METHAEMALBU- 

MINAEMIA.   (E.)   Battersby,  C.  (U. 
Queensland  Dept.  Surg.,  Brisbane,  Australia)  and 
M.  K.  Green.  Gut    1 2  (l 2) : 995- 1000  ,  1971. 

The  levels  of  methemalbumin  in  plasma  were  measured 
in  surgical  states  other  than  pancreatitis  where 
hemoglobin  might  be  expected  to  be  exposed  to 
proteolytic  enzymes,  and  the  results  were  compared 
with  those  in  a  control  group,  and  with  a  group 
with  acute  pancreatitis.   In  80  control  subjects, 
the  highest  methemalbumin  level  was  5.5  with  a 
mean  of  2.02  mg/100  ml.   Amylase  levels  in  all 
patients  were  under  250  Somogyi  units  and  hapto- 
globin was  present  in  all  subjects.   Of  130 
patients  with  abdominal  pain,  only  3  had  elevated 
levels  of  methemalbumin,  serum  amylase  was  not 
elevated  in  any  and  haptoglobins  were  present  in 
all  except  one  in  whom  the  level  of  methemalbumin 
was  not  raised.   Abnormal  levels  of  methemalbumin 
were  found  in  8  of  60  cases  of  trauma.   In  all 
of  the  patients  with  abnormal  levels  of  methem- 
albumin, serum  amylase  was  below  250  Somogyi  units. 
Elevated  plasma  levels  of  methemalbumin  were 
found  in  5  of  21  patients  with  pancreatitis. 


10537     PATHOGENESIS  OF  STEROI D- I NDUCED  PAN- 
CREATITIS.  HISTOLOGIC,  ENZYME-HiSTO- 
CHEMICAL  AND  ELECTRON-MICROSCOPIC  STUDIES  IN  RAT 
PANCREAS.   (Ger.)   Putzke,  H.-P.  (U.  Rostock 
Inst.  Gen.  Spec.  Pathol.,  Germany).  Exp.    Pathol. 
5(5/6)  :33'4-3'+3.  1971. 

Following  p.o.  administration  of  prednisone  (10 
mg/day  for  5-10  days,  by  gastric  gavage) ,  3  of 
10  male  rats  developed  focal  pancreatitis,  1  of 
10  developed  generalized  pancreatitis.  The  dis- 
order, wiich  involved  the  parenchyma,  consisted 
primarily  of  dystrophic  changes  of  the  acini, 
accompanied  by  a  reactive  inflammatory  process, 
chiefly  affecting  the  histiocytes.   It  is  con- 
cluded that  the  steroid  induced  primary  lesions 
of  the  parenchyma  of  the  exocrine  pancreas,  and 
especially  of  the  acinar  cells  of  the  epithelium, 
is  due  to  a  disturbance  of  protein  metabolism  and 
consequent  inhibition  of  specific  protein  synthesis. 


10538     ACUTE  PANCREATITIS  OF  BILIARY  ORIGIN. 

DIAGNOSTIC  AND  THERAPEUTIC  MEASURES 
BASED  ON  FOURTEEN  CASES.   (Fr.)   Vankemmel ,  M. 
(City  Hosp.,  Lille,  France)  and  G.  Lagache. 
Lille  Chir.    26(3):151-16'(,  1971. 

Among  61  cases  of  acute  pancreatitis,  28  were 
attributed  to  alcoholism  (10  of  28  were  fatal), 
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14  to  cholestasis  and  stenosis  of  the  Sphincter 
of  Oddi  (8  of  ]k   fatal),  5  to  gast roduodenal 
disorders  (l  of  5,  fatal),  2  to  trauma  (none 
fatal),  4  to  postoperative  complications  (no 
details;  3  of  k,    fatal)  and  8  to  unknown  causes 
(2  of  8,  fatal).   Deceased  were  3  of  22  patients 
with  edematous  pancreatitis;  21  of  39  with 
necrotic-hemorrhagic  pancreatitis.  Among  the  ]h 
patients  with  acute  pancreatitis  of  biliary  origin, 
5  of  the  8  mortalities  were  in  patients  with  the 
necrotic-hemorrhagic  form  of  the  disease.   Only  2 
of  7  patients  in  this  category  survived  surgery, 
as  contrasted  to  A  of  7  with  the  edematous  form' 
of  the  disorder.   In  all  6  survivors,  prompt 
surgical  intervention  included  cholecystectomy 
and  postoperative  drainage  of  the  common  bile 
duct,  accompanied  by  aspiration  of  edematous 
fluid  from  the  pancreas  and  eradication  of  all 
hemorrhagic  or  necrotic  lesions.   The  combination 
IS  believed  to  be  the  best  for  the  treatment  of 
any  pancreatitis  which  appears  to  be  primarily  of 
bi 1 iary  origin. 


10533     X-RAY  THERAPY  OF  ACUTE  PANCREATITIS. 

(Cz.)   Wachtfeidl,  V.  (OUNZ  Dept,  Surq 
Karlovy  Vary,  Czechoslovakia)  and  M.  Vitez       ' 
Cesk.   Radiol.    25  (4) :  H5-152,  1971 


IO5/.O     EFFECT  OF  VASOPRESSIN  IN  THE  TREATMENT 

OF  EXPERIMENTAL  ACUTE  PANCREATITIS. 
(Sp.)   Ferreira,  J.  A.  Bol.    Soo.    Argent.    Civ. 
32(4):110-111,  1971.  ^ 


105'»1     DIABETIC  RETINOPATHY  IN  CHRONIC  PAN- 
CREATITIS.  (E.)   Sevel,  D.  (U.  Cape 
Town  Dept.  Ophthalmol.,  South  Africa),  J.  H. 
Br  is  tow  and  S.  Bank.  Aroh.    Ophthalmol.    86(3)- 
2't5-250,  1371, 


10542     PROTEIN  METABOLISM  IN  PATIENTS  \/ITH 

CHRONIC  PANCREATITIS.   (Rus.) 
lakhontova,  0.  I.,  L.  N,  Valenkevich  and  A.  N 
Kulikova.  Sov.   Med.    34 (7): 85-89,  I971 


10543     SEGMENTAL  PORTAL  HYPERTENSION  IN  THE 
COURSE  OF  CHRONIC  PANCREATITIS. 


(MEDICAL  ASPECTS).   (Fr.)   Paris,  J.,  A.  Gerard 
and  J.  C.  Paris.  Lille  Med.    16 (7) :923-927,  1971, 

10544     PANCREATECTOMY  IN  ACUTE  PANCREATITIS. 
(Ger.)   Grozinger,  K.  H.  (City  Hosp. , 
Leverkusen,  Germany).  Langenbeaks  Aroh.    Chir 
328(4):311-313,  1971. 


10545  ENZYME- INDUCED  CHOLECYSTOCHOLANG 10- 
PANCREATITIS.   (Rus.)   Krakovskii,  A.  I. 

and  Z.  A.  Samodumova.  Kkirurqiia    (Mask.)    47(7)- 
64-70,  1971 . 

10546  LACTIC  DEHYDROGENASE  ISOENZYMES  IN  THE 
DIAGNOSIS  OF  ACUTE  PANCREATITIS.   (Rus  ) 

Khvatova,  E.  A.  Klin.    Khir.    51  (7): 11-15,  1971. 


10547     TACTICS  IN  ACUTE  NECROSIS  OF  PANCREAS. 
(Rus.)   Kulchinski  i ,  P.  E. ,  S.  I . 

Maslov  and  G.  S.  Reshetov.  Klin.    Khir.    51(7)- 
7-11,  1971. 


10548     X-RAY  THERAPY  IN  ACUTE  PANCREATITIS. 
(Rus.)   Vakhtfeidl,  V.  (Karlovy  Vary 
Hosp.,  Czechoslovakia)  and  M.  Vitez.  Khirurqiia 
(Mask.)    47(10) : 25-27,  I971. 


10549     PANCREATITIS  IN  OPERATIONS  ON  THE 
STOMACH  AND  BILIARY  TRACT.   (Ger.) 
Maurer,  W.  (Forchheim  City  Hosp.,  Germany)  and  E. 
Brug.  Munch.    Med.    Woahensahr.    11 3 (38) : 1220-1 225 
1  971 . 


10550  INDICATIONS  FOR  ARTERIOGRAPHY  OF  THE 
CELIAC  AND  MESENTERIC  ARTERIES  IN 

PANCREATITIS.   (Fr.)   Lemaitre,  G.  (City  Hosp., 
Lille,  France),  C.  L'Hermine,  J.  P.  Maillard  and 
A.  Rembert.  J.   Beige  Radiol.    54 (5)  :629-634,  I971. 

10551  PHOSPHOLIPID  METABOLISMS  IN  PANCREATITIS: 
EFFECTS  OF  CDP  CHOLINE  ON  PHOSPHOL I PASE 

A.   (Jap.)   Hashihira,  S.  (Osaka  U.  Sch.  Med., 
Japan),  R.  Mori  and  Y.  Takeda.  Jap.    J.    Clin. 
Med.    29(5):1408-1419,  1971. 


See  also  numbers:   10003,  10338,  IO716,  IO766,  I0776 
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10552     THE  VALUE  OF  SPLENOPORTOGRAPHY  IN 

RESECTION  OF  THE  LIVER.   (E.)   Trent!, 
A.  (U.  Rome  Inst.  Surg.,  Pathol.),  L.  Gioffrfe 
and  F.  Bracci .  Chir.    Gastroenterol.    5  (3)  :332-3'»5, 
1971. 

A  report  on  280  cases  of  splenoportography  in 
which  the  normal  picture  and  variations  are  shown. 
Certain  considerations  should  be  kept  in  mind^ 
when  splenoportographies  are  performed  in  patients 
with  portal  hypertension  with  a  hepatic  block. 
The  liver  being  reduced  in  volume  on  the  left, 
reflux  filling,  and  the  tangling  of  numerous 
branches  makes  identification  difficult.   Branches 
that  run  from  the  front  to  the  back  obliquely  are 
difficult  to  identify.   Among  the  many  anatomic 
variations  discussed  was  the  subdivision  of  the 
vena  portal  into  a  right  and  left  bifurcation  in 
73%  of  the  cases,  into  a  trifurcation  in  20^,  a 
quadrifuraction  in  0.5%,  an  absence  of  the  left 
branch  in  2.8%,  and  a  right  segmentary  branch 
originating  from  the  left  vena  porta  in  2.8%. 
One  should  also  bear  in  mind  other  anomalies. 

10553     LACTULOSE  IN  THE  PROPHYLACTIC  TREATMENT 

OF  ENCEPHALOPATHY  AFTER  OPERATION  FOR 
PORTO-SYSTEMIC  DERIVATION.   (E.)   Ferrarese,  S. 
(U.  Bari  Inst.  Surg.  Pathol.,  Italy),  M.  De  Palma, 
T.  Berardi  and  C.  De  Vanna.  Chir.   Gastroenterol. 
5(3):375-388,  1971. 

Lactulose  may  be  used  to  suppress  the  proteolytic 
flora  of  the  colon  and  cause  a  lower  production 
of  ammonia  and  other  metabolites  without  the 
widespread  destruction  of  other  microorganism  as 
is  seen  when  antibiotics  are  used.   The  author 
discusses  the  relative  merits  of  neomycin  and 
colimycin.   Lactulose  was  administered  in  the 
immediate  postoperative  period  to  7  patients 
treated  with  portocaval  anastomosis  for  portal 
hypertension.   Clinical  and  hematologic  finding 
were  then  compared  with  those  in  20  other  patients 
who  underwent  portacaval  anastomosis.   Lactulose 
produced  more  rapid  canalization  (second  or 
third  day)  and  resulted  in  blood  ammonia  levels 
of  0.'»-0.6  Y/ml  as  compared  to  values  of  1  .05  y/ml 
in  the  controls.   Oral  feedings  on  the  fifth  to 
sixth  day  did  not  produce  any  significant  varia- 
tion in  ammonia  levels  and  no  encephalopathy  was 
noted  in  the  cases  even  at  3"'*  weeks  with  a  6O-8O 
g  protein  diet.   No  significant  side  effects  were 
observed  except  for  1  case  of  diarrhea  which 
responded  to  lowered  doses  of  lactulose. _  These 
results  suggest  its  use  in  the  preoperative 
period  also. 

lOSS^*     POLYCYSTIC  DISEASE  OF  KIDNEYS  AND  LIVER 

PRESENTING  IN  CHILDHOOD.   (E.)   Blyth, 
H.  (Roy.  Infirm.,  Stoke-on-Trent,  England)  and 
B.  G.  Ockenden.  J.    Med.    Genet.    8(3)  :257-28'», 
1971. 


Twenty-five  children  representing  20  families 
were  classified  into  '4  groups  on  the  basis  of 
pathological  presentation.   The  h   groups  were 
contiguous  for  age  of  presentation,  liver  and 
kidney  involvement,  and  progress.   Genetic  studies 
of  the  families  revealed  no  overlap  of  the  k 
types  within  any  1  family.   The  k   groups,  i.e. 
the  perinatal,  neonatal.  Infantile,  and  juvenile 
types  presented  with  decreasing  amounts  of  renal ^ 
tubule  dilation  and  increasing  periportal  fibrosis 
as  age  increased.   All  age  groups  had  bile  ducts 
infolded  and  dilated.   The  older  age  presentation 
had  survivors  although  portal  hypertension  was 
severe.   An  autosomal  recessive  inheri tance  wi th 
a  different  mutant  gene  for  each  group  was  indi- 
cated through  genetic  studies.   Adult  polycystic 
disease  is  contrasted  to  the  childhood  form.   A 
single  autosomal  dominant  gene  with  incomplete 
penetrance  is  noted  in  the  adult  type. 

10555     HEPATOCELLULAR  CARCINOMA,  POSITIVE 

AUSTRALIA  (HEPATITIS-ASSOCIATED)  ANTIGEN 
AND  SARCOIDOSIS.   (E.)   Myerson,  R.  M.  (Philadelphia 
VA  Hosp.,  Pa.),  A.  Soroush  and  P.  V.  Skerrett. 
Am.    J.   Dig.   Dis.    16 (9) :857-862,  1971. 

A  't9-yr-old  black  man  died  of  malignant  hepatoma 
of  the  hepatocellular  type  on  April  30,  1970. 
Past  history  included  a  diagnosis  of  sarcoidosis 
in  1947;  uveitis,  treated  with  ad renocorti co- 
steroids  in  1957;  laparotomy  in  I966  with  removal 
of  2  feet  of  gangrenous  small  intestine  believed 
due  to  mesenteric  venous  obstruction  secondary 
to  sarcoidosis.   At  surgery  in  I966  the  liver 
was  noted  to  be  nodular  but  no  biopsy  was  taken. 
One  pint  of  blood  was  given.   In  February,  1970 
the  patient  was  admitted  with  abdominal  pain  and 
marked  hepatomegaly.   Laboratory  studies  showed 
increased  enzyme  levels,  elevated  immunoglobulins, 
and  positive  Australian  (Au)  antigen  and  alpha- 
fetoprotein.   Percutaneous  needle  biopsy  revealed 
a  malignant  hepatoma.   At  autopsy  a  10-cm  tumor 
mass  was  in  the  right  lobe  and  scattered  nodules 
were  present  throughout  the  liver.   No  evidence 
of  extrahepatic  neoplasm  or  sarcoidosis  was  present. 
Ascites  was  positive  for  Au  antigen.   Hyal ini zat ion 
of  lymph  nodes  suggested  burnt-out  sarcoidosis. 
Persistent  Au  antigenemia  associated  with  an 
altered  immune  state  is  suggested.   Sarcoidosis 
may  have  rendered  the  liver  more  vulnerable  to 
carcinogenic  stimuli. 

10556     MEDIAN  STERNOTOMY  EXTENSION  OF  ABDOMINAL 

INCISION  FOR  HEPATIC  LOBECTOMY.   (E.) 
Miller  D.  R.  (U.  Kansas  Sch.  Med.,  Kansas  City). 
Ann.   Surg.    175(2) :  193-196,  1972. 

The  median  sternotomy  extension  has  the  following 
advantages  over  the  commonly  employed  anterior- 
lateral  thoracotomy:   (l)  the  incision  can  be 
quickly  made,  with  minimal  blood  loss,  using  the 
Sarns  sternal  saw  and  is  readily  closed,  (2)  the 
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short  incision  in  the  more  tendinous  portion 
minimizes  functional  impairment  of  the  diaphragm 
and  avoids  division  of  phrenic  nerve  branches, 
muscular  fibers,  blood  vessels,  and  provides  a 
strong  closure,  (3)  the  short  distance  between 
the  skin  and  the  cava  gives  a  more  direct  visualiza- 
tion of  the  cava  and  hepatic  veins  for  easy 
exposure  of  the  bare  area  of  the  liver,  (k)    quick 
and  easy  access  to  the  intrapericardial  Inferior 
vena  cava  for  careful  tape  passage  and  to  the 
right  atrium  for  the  use  of  an  internal  cava  I 
shunt  is  possible,  (5)  there  is  wide  exposure  of 
the  entire  liver,  its  attachments,  and  subphrenic 
spaces,  (6)  the  liver  can  be  partially  displaced 
to  aid  in  dissection  and  for  precise  control  of 
the  transection  with  minimum  caval  torsion,  (7) 
the  median  sternotomy  is  well  tolerated  and  usually 
associated  with  less  pain  and  respiratory  impair- 
ment in  the  recovery  period.   A  description  of  the 
procedure  in  a  30-yr-old  woman  with  an  hepato- 
cellular carcinoma  of  the  right  lobe  is  discussed. 

10557     FUNCTIONAL  TISSUE  ENZYMOLOGY  OF  LIVER 

LYSOSOMES  AND  ITS  USE  IN  THE  EARLY 
DIAGNOSIS  OF  LIVER  CELL  LESIONS.   (Fr.)   Gabrielescu, 
E.  (Inst.  Norm.  Pathol.  Physiol.,  Bucharest, 
Rumania),  Ann.    Histoohem.    16  (3) : 183-193 ,  1971. 

A  histochemical  method  based  on  the  staining  of 
acid  phosphatase  with  lead  nitrate,  was  used  to 
study  changes  in  the  permeability  of  liver  lysosomes 
to  sodium  glycerophosphate.   The  results  obtained 
on  serial  sections  made  from  liver  biopsies  of  '4^ 
patients  show  that  lysosomes  were  relatively  stable 
and  little  acid  phosphatase  was  found  outside  of 
the  lysosomes  in  normal  liver,  even  after  long 
periods  of  incubation.   In  biopsies  from  patients 
with  clinical  symptoms  of  chronic  hepatitis  or 
cirrhosis  lysosomes  were  more  permeable  to  sodium 
glycerophosphate  and  acid  phosphatase  stained  as 
faint  granules  in  the  hepatocytes  and  KUpffer  cells  • 
after  5-15  min  of  incubation.   After  30  min  a 
larger  number  of  acid  phosphatase  granules  were 
present  and  these  granules  had  diffused  into  the 
cytoplasm.  After  60  min  this  enzyme  had  diffused 
throughout  all  of  the  cytoplasm  in  hepatocytes 
and  in  many  Kupffer  cells.   Negative  reactions 
were  found  in  sections  with  histologic  evidence 
of  cellular  necrosis,  lysis,  pigmentation,  and 
fatty  degeneration.   Positive  reactions  were  most 
often  obtained  in  edematous  hepatocytes  with 
clear  cytoplasm  and  excessive  lysosomal  activation 
associated  with  pigment  transport.   Periportal 
areas  in  contact  with  inflammatory  infiltrates 
and  bands  of  connective  tissue  were  most  often 
affected.   On  the  basis  of  these  results,  this 
method  is  recommended  for  the  early  diagnosis  of 
1 iver  di  sease. 


10558     SEGMENTAL  ATROPHY  OF  THE  LIVER  CAUSED 

BY  INTRAHEPATIC  THROMBOSIS  OF  THE 
PORTAL  VEIN.   (Ger.)   Kobyl inski ,  S.  (Karl  Marx 
U.  Pathol.  Inst.,  Leipzig,  Germany).  Zentralbl. 
Allg.   Pathol,    ^^k{h)  ■.k\%-k25 ,    1971. 


Autopsy  findings  on  a  68-yr-old  man  who  died  of 
cor  pulmonale  included  intrahepatic  obliteration 
of  the  portal  vein  with  connective  tissue  associated 
with  an  unusual  progressive  atrophy  of  the  right 
anterior  segment  of  the  liver.  The  patient  also 
had  chronic  cholecystitis  and  cholangitis  caused 
by  a  large  stone  in  the  gallbladder  and  extensive 
fibrous  obliteration  of  small  arteries  and 
arterioles  which  resembled  hypertensive  vascular 
disease  most  often  found  in  the  kidney.   It  is 
considered  likely  that  chronic  biliary  disease 
resulted  in  obliteration  of  the  portal  vein  and 
that  the  hypoxia  caused  by  this  obliteration 
prevented  liver  cell  regeneration. 


10559     RECURRENT  FAMILIAL  INTRAHEPATIC 

CHOLESTASIS  DATING  BACK  TO  EARLY  INFANCY. 
(Ger.)   Rotthauwe,  H.  W.  (Univ.  Pediatr.  Clin., 
Bonn,  Germany)  and  I.  Rotthauwe.   Z.  Kinderheilkd . 
110(/)):292-3l6,  1971. 

A  brother  and  sister,  born  of  healthy  parents, 
developed  a  rare  form  of  intrahepatic  cholestasis. 
Several  of  the  mother's  relatives  had  a  history 
of  adult  liver  disease.   In  the  girl  onset  was 
marked  by  loose  stools  and  growth  retardation; 
jaundice  first  developed  at  age  10  months.  The 
boy  developed  neonatal  jaundice  when  he  was  2 
weeks  old.   Both  children  have  had  5  episodes  of 
jaundice  each  which  lasted  from  3  weeks  to  5 
months  in  the  girl  and  from  2-9  months  in  her 
brother.   Except  for  the  first  episode  in  the 
boy,  jaundice  was  accompanied  by  severe  pruritus. 
The  maximum  serum  bilirubin  levels  in  both 
children  were  13.9  mg/100  ml;  serum  bile  acids 
were  increased  during  jaundice  while  serum 
cholesterol  levels  were  only  slightly  increased. 
The  girl  had  pronounced  hypocalcemia  until  age  2 
yr  but  only  slightly  increased  serum  transaminase 
activities  in  all  episodes  of  jaundice;  her 
brother  did  have  abnormally  high  serum  transaminase 
activities  during  early  infancy.   Liver  biopsies 
were  consistent  with  neonatal  hepatitis  during 
the  boy's  first  episode  of  jaundice;  all  other 
biopsies  revealed  the  presence  of  centri lobular 
cholestasis,  but  neither  patient  developed^ fibrosis 
or  cirrhosis.   Neither  patient  responded  to 
corticosteroids;  cholecystyramine  alleviated  the 
pruritus  but  failed  to  prevent  recurrences  of 
jaundice.   It  is  considered  that  this  form  of 
jaundice  is  caused  by  an  inherited  metabolic 
disturbance,  but  it  is  not  known  whether  the 
recurrent  cholestatic  jaundice  observed  in  this 
brother  and  sister  is  a  separate  disease  entity 
or  a  variant  of  known  forms  of  cholestasis. 


10560     DISTRIBUTION  OF  BILE  LIPIDS  IN  NORMAL 

SUBJECTS  AND  IN  CIRRHOSIS,  FATTY 
LIVER,  AND  CHOLECYSTITIS.   (Ger.)   Erb,  W. 
(Johann  Wolfgang  Goethe  U.  Intern.  Med.  Ctr., 
Frankfurt  am  Main,  Germany)  and  S.  Kautzsch.   Z. 
Gastroenterol.    3{i) -.kkl-hiiO ,    1971. 

Lipid  determinations  were  made  on  gallbladder 
bile  from  9  cadavers  with  no  evidence  of 
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hepatobiliary  disease;  2  with  postnecrotic  cirrhosis; 
k   with  fatty  liver  associated,  in  1  case,  with 
intrahepatic  cholestasis  and  severe  jaundice; 
and  8  with  cholecysto! i thiasi s ,  associated  in  7 
cases  with  cholecystitis.   In  normal  gallbladder 
bile  the  mean  total  lipid  content  was  25.5  mg/g 
and  consisted  of  73%   phospholipids,  12. U  sterols, 
6.]%   sterol  esters,  5.5^  free  fatty  acids,  and 
2,0^  triglycerides.   In  both  cirrhosis  and  fatty 
liver,  phospholipids  were  decreased  with  a  pro- 
portional increase  in  nonphosphol ipids ;  free 
fatty  acids  were  increased  and  free  sterols  de- 
creased.  In  both  diseases  the  decrease  in  phospho- 
lipids is  attributed  to  reduced  bile  acid  secretion. 
In  cholecystitis  phospholipids  were  decreased  by 
8^  and  sterol  esters  doubled.   Samples  of  liver 
bile  were  taken  from  7  patients  with  cholelithiasis, 
5  of  whom  had  chronic  cholecystitis  and/or 
cholangitis  and  2  of  whom  had  acute  cholecystitis, 
1  and  8  days  after  cholecystectomy  and  bile  duct 
drainage.  At  first  liver  bile  from  the  2  patients 
with  acute  cholecystitis  contained  almost  no 
phospholipid;  sterol  esters  were  increased  while 
free  sterols  were  decreased.   Changes  occurring 
in  liver  bile  from  patients  with  chronic  chol- 
ecystitis were  less  marked.   Decreases  in  phospho- 
lipids are  considered  to  be  a  result  of  surgery 
while  the  other  changes  are  attributed  to  regression 
of  inflammation. 


10561     OSSEOUS  CHANGES  IN  WILSON'S  DISEASE,  A 
RADIOLOGIC  STUDY  OF  NINE  PATIENTS.   (E.) 
Aksoy,  M.  (Istanbul  Med.  Sch.,  Capa)  ,  N.  Caml i , 
K,  Dincol,  S.  Erdem  and  T.  AkgiJn.  Radiology 
102(3)1505-509,  1972. 

Subjects  consisted  of  9  patients  with  Wilson's 
disease,  including  2  groups  of  siblings  (2  per 
group).   Radiographic  studies  of  the  skull 
(lateral  view),  elbows,  knees  and  hands  were  made 
in  7  and  of  the  pelvis,  spine  and  feet  in  6. 
Characteristic  bone  abnormalities  of  varying 
degree  were  seen  in  7.   Osteochondritis  dessicans 
and  subchondral  changes  were  seen  in  the  knees  of 
3  (including  1  group  of  s i bs ,  in  whom  they  were 
the  cause  of  initial  complaints)  and  in  the  spine 
of  1.   Marginal  bone  fragmentation  was  seen  in 
the  epiphyseal  region  of  the  wrists  in  3  (including 
the  same  2  sibs  and  one  of  the  other  group),  and 
again  in  the  same  groups  of  sibs  in  the  third  and 
fifth  lumbar  and  twelfth  dorsal  vertebrae.  This 
was  most  common  in  the  wrists  and  hands,  but  was 
also  seen  in  the  elbows,  shoulders  and  knees. 
Multilocular  cysts  in  the  distal  metaphyses  of 
the  right  femur  were  seen  in  1  of  the  first  group 
of  sibs  and  a  microcyst  was  seen  on  the  proximal 
epiphysis  of  the  tibia  in  his  brother.   Cystic 
changes  were  usually  noted  in  the  small  joints. 
Mild  or  moderate  osteopenia  of  the  wrists  was 
seen  in  all  but  2.   Only  1  patient  revealed  a 
generalized  demi neral i zat ion  due  to  renal  rickets 
and  osteomalacia,  and  he  also  had  a  Milkman 
pseudofracture  on  the  inner  side  of  the  left 
collum  femoris.  Mild  osteopenia  related  to  rickets 
was  seen  in  3  and  epiphysiolysis  capitis  femoris 


in  1.  Microsellae  were  detected  in  2  males  (7  X 
6  mm  and  8  X  8  mm  with  normal  of  11-13  X  9-11  mm). 
Among  the  sibs,  bone  lesions  were  generally  of 
the  same  type  and  were  acquired  at  the  same  age. 


10562     SOME  NEW  SURGICAL  METHODS  IN  THE  TREAT- 
MENT OF  PORTAL  HYPERTENSION.   (E.) 
van  Ackeren,  H.  (Marien  Hosp.,  Hamburg,  Germany), 
T.  Georgi,  W.  Koch,  M.  Rehner  and  H.  W.  Schreiber. 
Chir.    Gastroenterol.    5(3)  :36l-37'»,  1971. 

The  surgery  of  portal  hypertension  includes  more 
than  50  operative  methods  and  may  be  briefly 
divided  into  the  classic  shunt  operation  in  which 
the  definite  relief  of  the  whole  blocked  portal 
vein  is  obtained  and  into  operations  that  do  a 
selective  decompression.   Conditions  in  prehepatic 
and  presinusoidal  blocks  are  rather  well  defined 
in  terms  of  treatment,  but  conditions  in  post- 
sinusoidal  hypertension  of  cirrhosis  are  harder 
to  define.  The  exact  etiology  of  portal  hyper-^ 
tension  in  cirrhosis  is  not  explained  by  mechanical 
reasons  alone  and  may  involve  a  defect  in  the 
methylation  of  epinephrine.   Individual  prognosis 
is  often  difficult  in  cirrhosis  and  some  problems 
contraindicate  operative  procedures.  Methods 
which  attempt  to  circumvent  some  of  these  problems 
include  arterial ization  of  the  portal  vein,  central 
splenorenal  anastomosis,  submucous  transection 
of  the  esophagus  and  subcardial  dissection  of 
the  stomach,  intrapleural  transposition  of  the 
spleen,  gastroesophageal  decongestion,  and  cervical 
lymphovenous  anastomoses.  The  specific  advantages 
and  disadvantages  of  each  method  is  discussed. 


10563     THE  CORRELATION  BETWEEN  LAPAROSCOPIC 

AND  GAMMAGRAPHIC  STUDIES  OF  THE  LIVER. 
(Sp.)  Aguilar  Reina,  J.  (Social  Security  City 
Sanit.,  Seville,  Spain),  F.  Andreu  Kern,  J. 
De  La  Santa,  A.  Velloso,  J.  Carneado,  A.  Crespo 
Diez,  M.  G.  De  La  Resilla  and  B.  Rodriguez  de 
Quesada.  Rev.    Esp.    Enferm.   Apar.    Dig.    35(5): 
5'»9-55'»,  1971. 

Gammagraphic  (liver  scans)  and  laparoscopic  findings 
were  compared  to  150  patients,  and  the  subsequently 
confirmed  diagnoses  listed  for  patients  with  each 
of  5  types  of  gammagraphic  record  which  are 
illustrated  by  photographs.   Positive  correlation 
was  of  the  order  of  53^  for  normal  or  moderately 
disordered  livers,  with  gammagraphy  failing  to 
distinguish  between  normal  livers  and  those 
affected  with  moderate  fibrosis  or  steatosis, 
incipient  cirrhosis  or  chronic  hepatitis.  The 
correlation  was  of  the  order  of  8^*1  with  respect 
to  the  presence  of  diffuse,  destructive  lesions; 
851  for  the  presence  of  such  lesions  plus  evidence 
of  cirrhosis;  93^  for  the  presence  of  space-taking 
lesions;  79^  for  the  presence  of  both  destructive 
and  space-taking  lesions,  with  or  without  con- 
current cirrhosis.   Even  when  the  technique  con- 
firmed the  presence  of  lesions  successfully,  it 
yielded  no  additional  information  of  differential 
diagnostic  value. 
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1056A     GASTROSCOPIC  FINDINGS  IN  PATIENTS  WITH 

LIVER  DISORDERS.   (Ger.)   Schmid,  E. 
(Med,  Acad.,  Lubeck,  Germany)  and  H.  Henning,   Z. 
Gastroenterol.    9(5): 353-356  6  XIII,  1971. 

Esophagoscopic  examination  showed  single  or 
multiple,  sharply  delineated,  small  red  spots  in 
the  mucosa  of  the  corpus  and  fornix  in  ]Zk   of 
250  patients  with  liver  disorders  (l80  of  250, 
cirrhosis;  38  of  250,  fatty  degeneration;  32  of 
250j  incomplete  degeneration).   Single  or  mul tiple 
foci  of  hemorrhagic  erosion  of  the  mucosa  were 
also  seen  in  kk   of  124.   In  a  correlative  study, 
similar  red  spots  were  demonstrated  in  36  of  50 
patients  with  liver  disorders  and  portal  hyper- 
tension (kO   of  50,  cirrhosis;  7  of  50,  fatty 
degeneration  or  chronic  hepatitis;  3  of  50 
hepatic  cancer).   They  appeared  to  be  especially 
diffuse  in  2  patients  with  liver  metastases  from 
unknown  primaries  and  1  with  a  primary  carcinoma 
of  the  liver.  A  similar  phenomenon  was  observed 
in  5  patients  in  a  control  group  of  unspecified 
size,  including  1  with  a  nonmetastasizing  carcinoma 
of  the  papilla  of  Vater,  2  with  right  cardiac 
insufficiency  and  2  with  no  apparent  disorder. 

10565     CYTOLOGICAL  EXAMINATION  AS  AN  ADJUNCT 

TO  LIVER  BIOPSY  IN  THE  DIAGNOSIS  OF 
HEPATIC  METASTASES.   (E.)   Grossman,  E.,  M.  J. 
Goldstein,  L.  G.  Koss,  S.  J,  Winawer  and  P. 
Sherlock  (Mem.  Hosp.,  New  York,  N.  Y.).  Gastro- 
enterology 62  (])  -.SS-eo,    1972. 

The  usefulness  of  cytology  as  an  adjunct  to  2 
percutaneous  biopsies  in  increasing  the  diagnostic 
accuracy  in  metastatic  cancer  of  the  liver  was 
studied  in  39  cases.   Cancer  diagnosis  was  made 
in  16  of  the  39  cases  CtU)  on  one  histological 
specimen,  21  of  39  cases  (5^1^)  when  both  histolo- 
gical specimens  and  27  of  39  cases  (691)  when 
histological  and  cytological  techniques  were 
applied  to  both  percutaneous  biopsies.   There 
were  6  cases  of  the  group  of  39  proven  cases  of 
metastatic  tumor  (15^)  in  whom  both  histological 
specimens  were  negative  for  tumor,  but  1  or  both 
of  the  cytologic  specimens  were  positive.   In  ^t 
additional  patients,  cytology  revealed  cancer 
but  no  definitive  hepatic  tumor  was  found  at 
autopsy;  however,  in  these  h   cases,  the  right 
pleura,  diaphragm,  right  lung  and/or  peritoneum 
revealed  cancer  at  the  time  of  postmortem  examina- 
tion. There  was  not  a  single  instance  of 
erroneous  cytological  diagnosis  of  cancer.  Thus, 
the  use  of  the  cytology  technique  and  the  second' 
liver  biopsy  through  the  same  skin  site  signifi- 
cantly increases  the  diagnostic  yield  in  metastatic 
cancer  of  the  1 iver. 


Liver  biopsies  were  performed  in  127  patients 
with  Hodgkin's  disease;  89  of  these  had  not  had 
prior  therapy  and  14  of  these  89  were  again 
biopsied  after  therapy.   Biopsies  positive  for 
Hodgkin's  disease  were  seen  in  8  of  the  89  un- 
treated and  12  of  the  38  previously  treated 
patients.   In  all  20  of  the  positive  biopsies, 
atypical  reticulum  cells  were  seen  in  association 
with  Reed-Sternberg  cells  in  the  involved  portal 
triads.   Using  serial  sections,  in  13  of  the  20, 
portal  triads  not  containing  Reed-Sternberg  cells 
showed  mononuclear,  mixed  cell  or  no  infiltrates, 
while  the  other  7  showed  1  or  more  triads,  else- 
where in  the  biopsy,  that  contained  atypical 
reticulum  cells  at  1  or  more  levels  of  sectioning, 
without  accompanying  Reed-Sternberg  cells  in  the 
same  triad  at  any  level  examined.  Among  the  89 
untreated  patients  there  was  no  correlation  between 
the  absence  of  infiltrates  or  the  presence  of 
mononuclear  or  mixed  cell  infiltrates  and  any 
other  histologic  or  clinical  variables  (symptoms, 
liver  size,  stage  of  nodal  disease,  any  liver 
function  test,  Lukes-Butler  class,  eosinophil 
count  or  prognosis).  When  the  untreated  patients 
were  classified  by  extent  of  nodal  disease,  more 
extensive  disease  showed  significant  correlations 
with  the  presence  of  fever,  sweats,  weight  loss, 
a  liver  palpable  more  than  h   cm  below  the  right 
costal  margin,  and  the  mixed-eel lularity  Lukes- 
Butler  classification.  The  frequency  of  positive 
biopsies  was  doubled  when  a  negative  percutaneous 
biopsy  was  followed  by  peritoneoscopy  or  laparotomy. 

10567     ECHOVIRUS  14  INFECTION  ASSOCIATED  WITH 
FATAL  NEONATAL  HEPATIC  NECROSIS.   (E.) 
Hughes,  J.  R.,  C.  M.  Wilfert,  M.  Moore,  K. 
Benirschke  and  E.  de  Hoyos-Guevara  (Dartmouth 
Med.  Sch.,  Hanover,  N.  H.).  Am.    J.    Dis.    Child. 
123(l):6l-67,  1972. 

At  autopsy  the  most  significant  microscopic 
changes  were  found  in  the  liver.   About  35%   of 
the  parenchyma  was  necrotic  and  replaced  by  a 
sea  of  blood,  but  the  reticulum  was  intact  and 
there  were  occasional  hematopoietic  islands. 
Ultrastructural ly  the  vacuoles  in  the  liver 
appeared  identical  with  cytophagolysosomes . 
Hepatocytes  had  3  types  of  particles:   cytoplasmic 
particles  (10-15  mu  in  diameter)  closely  packed 
in  aggregates,  spherical  cytoplasmic  particles 
(120-170  mu)  found  singly  and  nuclear  particles 
(16-28  my)  loosely  packed  in  groups.   Echovirus 
14  was  isolated  from  the  liver  and  was  found  to 
produce  crystalline  inclusions  in  the  nucleus 
and  cytoplasm  in  cell  culture.  Negative-stained 
virions  were  30.3  mu  in  diameter.   Intra-uteri ne 
infection  of  the  newborn  was  suggested  by  the 
elevated  IgM  and  IgA  liters  at  6  days  of  age. 


10566     LIVER  BIOPSY  IN  HODGKIN'S  DISEASE 
DflT.c.-rc  CLINICOPATHOLOGIC  CORRELATIONS  IN  127 

MH    !  A  ^Vu    ^f^^^^'  ^-  ^•'    ^'-    e^CI.  Bethesda, 
Md.),  J.  A.  Roth,  L.  B.  Thomas  and  V.  T.  DeVita 
Jr.  Ann.    Intern.   Med.    76(2) : 21 9-225,  I972. 


10568     INVESTIGATIONS  OF  LIVER  BIOPSIES  FOR 

AUSTRALIA  ANTIGEN  BY  IMMUNOFLUORESCENT 
TECHNIQUE.   (E.)   Nielsen,  J.  0.  (Blegdam  Hosp., 
Copenhagen)  and  P.  El  ling.  Clin.    Exp.    Immunol. 
9(6):699-705,  1971. 
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From  12^^  patients  with  various  liver  diseases, 
]'ik   liver  biopsies  were  examined  by  direct  immuno- 
fluorescence for  Australia  antigen.   FITC-labeled 
IgG  fractions  prepared  from  3  different  sera 
showed  identical  fluorescent  patterns  and  reacted 
with  the  same  biopsies.  All  68  biopsies  examined 
within  12  hr  showed  granular  or  speckled  fluorescent 
particles  localized  in  hepatocyte  nuclei  irrespec- 
tive of  clinical  diagnosis.  The  cytoplasm  often 
showed  a  discrete  granular  fluorescence.  The 
nucleus  particles  resisted  treatment  with  DNase 
and  RNase.   Fluorescent  particles  were  also  found 
in  rat  livers  and  spleens.  Thirteen  liver 
biopsies  which  showed  positive  fluorescent  reaction 
if  examined  immediately  after  biopsies  were  ob- 
tained did  not  show  any  fluorescence  when  FITC- 
labeled  antisera  against  human  immunoglobulins 
were  used.   IgG  prepared  from  sera  containing 
antibodies  to  the  Australia  antigen  may  have  2 
antigenic  specificities,  one  precipitating  with 
the  Australia  antigen  in  serum  and  another  reacting 
by  immunofluorescence  with  a  labile  antigen  which 
appears  to  be  a  constituent  of  normal  liver  cell 
nuclei . 


10569     IMMUNOLOGIC  IMPLICATIONS  IN  HEPATIC 

PHYSIOPATHOLOGY.   (Fr.)   Nicolaescu,  T. 
(D.  Oanielopolu  Inst.  Norm.  Pathol.  Physiol., 
Bucharest).  Rev.    Rovm.    Physiol.    8 (^) : 31 3-322, 
1971 .  (,1k   references) 

A  review  of  the  use  of  prednisone  and  azathloprine 
in  treating  chronic  hepatitis  and  cirrhosis  in- 
cludes references  to  2  previous  publications  by 
the  same  wri  ter. 


10570     IDIOPATHIC  EXTRAHEPATIC  PORTAL  HYPER- 
TENSION IN  ADULTS.   (E.)   Turcotte, 
J  G.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor)  and 
C.  G.  Child,  III.  Am.    J.    Surg.    123(1 )  :35-'t2,  1972. 

Nine  adults  with  bleeding  gastro-esophageal  varices 
secondary  to  portal  vein  thrombosis  of  unknown 
cause  are  presented.  At  least  5  had  experienced 
vague  abdominal  pain  not  associated  with  hemorrhage 
at  some  time  during  their  illness  and  all  9 
showed  splenomegaly  at  physical  examination. 
Hypersplenism  and  a  decreased  prothrombin  time 
were  the  most  frequent  laboratory  abnormalities. 
Varices  were  not  suspected  in  ^t  of  9  patients  at 
the  time  of  initial  gastro-intest inal  hemorrhage. 
Liver  function  studies  and  liver  biopsies  were 
essentially  normal.  A  conventional  splenorenal 
or  mesocaval  shunt  could  be  fashioned  for  only  2 
patients;  5  patients  with  no  shunt  survived 
operation  and  remain  alive  for  an  average  of  '»7.8 
months.   Only  2  have  had  rebleeding  from  varices. 
Complete  angiographic  evaluation  of  the  portal 
venous  system  with  portograms,  splenoportograms, 
or  tolazoline  mesenteric  arteriograms  is  essential 
for  proper  management  of  these  patients. 

10571     ALTERATIONS  IN  LIVER  PLASMA  MEMBRANES 

AND  THEIR  POSSIBLE  ROLE  IN  CHOLESTASIS. 


(E.)   Simon,  F.  R.  (U.  Colorado  Med.  Ctr.,  Denver) 
and  I.  M.  Arias.  Gastroenterology   62(2)  :3^2-3'<5, 
1972. 

A  review  of  the  literature  (30  references)  in- 
cluding previously  published  work  from  the  authors' 
laboratories.  There  are  several  characteristics 
which  differentiate  the  plasma  membrane  of  the 
hepatic  parenchymal  cell  from  other  surface  mem- 
branes:  there  is  a  functional  polarity  of  the 
liver  plasma  membrane  with  respect  to  sinusoidal, 
canalicular  and  lateral  surfaces;  the  major  com- 
ponents of  these  membranes  undergo  differential 
synthesis  and  heterogeneous  degradation.  Membrane 
proteins  seem  to  be  synthesized  elsewhere  in  the 
cell,  probably  in  the  endoplasmic  reticulum,  and 
are  transferred  to  the  plasma  membrane  for  in- 
corporation.  Incorporation  of  these  newly 
synthesized  proteins  probably  occurs  by  either 
mixture  in  a  soluble  pool  and  subsequent  incor- 
poration and/or  assembly  into  complex,  lipoprotein, 
micelle-like  units  prior  to  incorporation.  With 
respect  to  carrier  molecules,  the  fol lowi ng  have 
been  characterized:   specific  pericytoplasmic 
binding  proteins;  specific  membrane,  lactose- 
binding  protein  (M-protein);  a  complex  system  of 
soluble  proteins  and  membrane  substrate-specific 
proteins  involved  in  group  translocation  of 
sugars.   Competition  between  several  organic 
anions  for  binding  by  liver  plasma  membranes  has 
been  demonstrated  in  v i  t ro . 


10572 


HEPATIC  HYDATIDOSIS.   PORTOGRAPHY 
FOLLOWING  INJECTION  OF  THE  UMBILICAL 
VEIN  AS  A  MEANS  OF  TOPOGRAPHIC  DELINEATION,   (Sp.) 
Palma,  F.  (Gen.  Hosp.,  Jaen,  Spain).  Rev.    Esp. 
Enferm.   Apar.   Dig.    35(8) : 883-898,  1971. 

In  Ja^n  Province,  fluoroscopic  screening  of  one- 
fourth  of  the  population  indicated  an  overall 
incidence  of  pulmonary  hydatidosis  of  15.1  per_ 
100,000  inhabitants,  while  a  study  of  the  clinical 
records  of  the  Provincial  Hospital  indicated  a 
ratio  of  the  incidence  of  hepatic  to  pulmonary 
hydatidosis  of  1.5  to  8.1.  Among  30  patients 
who  underwent  surgery  for  hepatic  hydatidosis, 
ages  ranged  from  6  to  58  yr.   Presenting  symptoms 
included  1  case  each  of  subphrenic  abscess  and 
vomiting,  2  cases  of  hepatic  colic  and  26  cases 
of  hepatomegaly  and  general  malaise.   Diagnosis 
was  confirmed  by  X-ray,  i.v.  cholangiography 
splenoportography,  scintigram  using  ^^''Au  and/or 
portography  following  injection  of  the  umbilical 
vein  with  lipiodol.   Surgery  included  15  cases 
of  marsupialization,  12  of  cystectomy  plus 
peri  cystectomy,  2  of  tunnelization  (using  the 
technique  described  by  Guedj  of  Constantinople) 
and  1  of  transduodenal  sphincterotomy  plus ^ 
papillotomy.  The  tunnelization  technique  is 
reviewed  in  detail. 

10573     STUDY  OF  THE  PRODUCTION  OF  ALPHA-1- 

FETOPROTEIN  IN  THE  COURSE  OF  THE 
DEVELOPMENT  OF  PRIMARY  CARCINOMA  OF  THE  LIVER. 
(BASED  ON  83  CASES.).   (Fr.)   Sankale,  M.  (Med. 
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Clin.,  Dakar,  Senegal),  R.  Masseyeff,  P.  Teyssier 
and  L.  Leblanc.  Arah.  Fr.  Mai.  App.  Dia.  60(12): 
615-628,  1971. 

Several  methods  are  described  for  demonstrating 
the  presence  and/or  relative  concentration  of 
serum  a-l-fetoprotein  in  the  peripheral  circulation. 
The  protein  was  found  in  hi   of  83  African  Negro 
patients  with  malignant  hepatoma  who  were  studied 
in  Dal<ar  (64  men;  19  women);  including  29  of  ^7 
in  whom  the  diagnosis  was  confirmed  by  autopsy  or 
biopsy,  18  of  36  for  whom  confirmatory  studies 
were  not  made.   There  was  no  significant  sex 
difference  in  terms  of  the  percentage  frequency 
of  incidence  of  the  protein.   No  correlation 
could  be  demonstrated  between  the  presence  of  the 
protein  (or  its  relative  concentration)  and  the 
duration  of  illness,  the  stage  of  the  disease, 
histologic  classification  of  tumors,  or  inter- 
current disorders. 


1057A     THE  CONTRIBUTION  OF  BIOCHEMISTRY  TO  THE 
DIAGNOSIS  OF  HEPATIC  METASTASES.   (Fr.) 
Plomteux,  G.  (Lab.  Med.  Chem. ,  Liege,  Belgium)  and 
J.  Toulet.  Arah.    Fr.    Mai.    App.    Diq.    60(12): 
597-614,  1971. 

Biochemical  studies  were  made  of  sera  derived 
from  262  blood  donors  in  apparent  good  health, 
l6l  patients  with  primary  cancers  of  various  sites 
but  no  evidence  of  metastasis  to  the  liver,  and 
60  similar  patients  with  confirmed  metastasis  to 
the  liver.   As  compared  to  both  control  groups, 
a  simultaneous,  significant  increase  of  the 
levels  of  total  serum  lactic  dehydrogenase  and  its 
isoenzymes  III,  IV  and  V  was  seen  in  kQ%   of  the 
patients  with  hepatic  metastases.   The  ability  to 
discriminate  these  patients  was  increased  to  631 
by  the  addition  of  studies  of  alkaline  phosphatase, 
5-nucleotidase,  leucine  aminopeptidase,  y-glutamyl 
transpeptidase,  orni thinecarbamyl  transferase, 
SCOT  and  SGPT,  total  bilirubin,  serum  albumin  and 
serum  aj-,  a2-,  0-  and  y-globulins. 


iron.   Significant  increases  in  iron  concentrations 
were  only  observed  in  patients  with  histochemical 
grades  3  and  h,    all  except  one  of  whom  had  primary 
hemochromatosis.   Of  the  hi   patients  examined, 
26  had  primary  idiopathic  hemochromatosis,  7 
patients  had  cryptogenic  cirrhosis,  k   had  alcoholic 
cirrhosis,  2  had  no  evidence  of  liver  disease, 
and  8  had  various  disorders  related  to  the  liver. 
Thus,  a  liver  biopsy  can  be  valuble  in  the  quantita- 
tive determination  of  total  body  iron  overload 
as  well  as  in  the  diagnosis  of  underlying  liver 
di  sease. 


10576     '♦^CALCIUM  ABSORPTION  IN  PARENCHYMATOUS 

AND  BILIARY  LIVER  DISEASE.   (E.) 
Whelton,  M.  J.  (St.  Finbarrs  Hosp. ,  Cork,  Ireland), 
A.  K.  Kehayoglou,  J.  E.  Agnew,  L.  A.  Turnberg 
and  S.  Sherlock.  Gut    12  (12)  :978-983 ,  1971. 

Calcium  absorption  was  assessed  in  25  patients 
with  chronic  non-biliary  disease  and  compared 
with  17  patients  with  biliary  disease  and  16 
normal  subjects.   The  mean  whole  body  '*'^Ca  reten- 
tion was  depressed  in  the  10  patients  with  non- 
biliary disease  who  were  jaundiced  but  normal  in 
the  15  anicteric  patients.   The  presence  of  porta- 
caval shunts  or  the  administration  of  cortico- 
steroids did  not  alter  mean  retention  in  these 
cases.   Retention  in  the  5  patients  with  primary 
biliary  cirrhosis  was  lower  than  in  the  control 
group.   Retention  improved  in  h   of  the  5  patients 
studied  again  after  Vitamin  0  therapy,  these 
patients  showing  an  increase  in  3-hr  plasma 
radioactivity  as  well.   Three-hr  plasma  levels  of 
radioactivity  showed  a  similar  distribution  to 
the  results  for  whole  body  retention  :  the  highest 
mean  value  were  seen  in  normals  and  anicteric 
patients  with  non-biliary  liver  disease,  while 
icteric  patients  and  those  with  primary  biliary 
cirrhosis  and  extra-  and  intrahepatic  cholestasis 
had  low  values.   A  significant  negative  correlation 
was  observed  between  fecal  fat  and  whole  body 
retention. 


10575     RELATIONSHIP  OF  HEPATIC  IRON  CONCENTRA- 
TION TO  HISTOCHEMICAL  GRADING  AND  TO 
TOTAL  CHELATABLE  BODY  IRON  IN  CONDITIONS  ASSOCIATED 
WITH  IRON  OVERLOAD.   (E.)   Walker,  R.  J.  (King's 
Coll.  Hosp.,  London),  J.  P.  G.  Miller,  I.  W. 
Dymock,  K.  B.  Shilkin  and  R.  Williams.  Gut    12(12): 
1011-1014,  1971. 

Total  tissue  iron  concentration  was  measured  in 
needle  liver  biopsy  specimens  taken  from  47  patients 
with  various  levels  of  body  iron  stores  using  a 
technique  based  on  the  measurement  of  iron  by 
atomic  absorption  spectrophotometry.   A  close  and 
statistically  highly  significant  linear  relation- 
ship was  observed  between  the  hepatic  iron  con- 
centration and  the  total  chelatable  body  iron 
stores  measured  by  the  differential  ferrioxamine 
test.   In  contrast,  no  correlation  could  be 
demonstrated  between  the  values  for  iron  concen- 
tration and  the  histochemical  grading  of  hepatic 


10577     DIAGNOSIS  OF  HEPATOMA  USING  A  MULTIPLE 
RADIONUCLIDE  APPROACH.   (E.)   Anderson, 
J.  E.  (US  Public  Health  Serv.  Hosp.,  Staten 
Island,  N.  Y.)  and  G.  S.  Perlmutter,  Radioloqy 
102(2) :387-389,  1972. 

A  single  case  is  presented  of  a  50-yr-old  Oriental 
male  with  a  2-week  history  of  right  upper  quadrant 
pain.   Physical  examination  revealed  a  firm, 
slightly  tender  right  upper  quadrant  mass  in- 
separable from  the  liver.   A  liver  scan  with  ^am 
Tc-sulfur  colloid  demonstrated  a  total  lack  of 
uptake  in  the  lateral  two-thirds  of  the  right 
lobe  of  the  liver.   A  blood  pool  scan  of  the 
liver  using  ^^^l-human  serum  albumin  revealed 
patchy  areas  of  uptake  most  prominent  along  the 
medial  aspect  of  the  right  lobe  in  a  zone  demon- 
strating no  uptake  on  the  ^^"^Tc-sul  fur  colloid 
scan.   After  this  the  patient  was  given  '^^Se 
selenomethionine  and  the  abdomen  was  scanned  at 
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10  min,  and  at  2  and  2k   hr.  These  scans  revealed 
no  pancreatic  abnormality,  but  definite  uptake  of 
the  ''^Se  was  seen  in  the  right  lobe  corresponding 
to  areas  of  absence  of  uptake  of  '^^'"-Tc.   Celiac 
arteriography  revealed  a  large  space-occupying 
lesion  in  the  right  lobe  of  the  liver  displacing 
and  stretching  the  right  hepatic  artery  and  its 
branches,  and  definite  tumor  vascularity  was  de- 
fined on  the  medial  aspect  of  the  mass,  while  the 
main  body  and  lateral  aspect  of  the  mass  demon- 
strated a  relative  lack  of  vascularity.  A  needle 
biopsy  revealed  typical  hepatoma  cells.  At  sur- 
gery a  large  necrotic  hepatoma  involving  the 
entire  right  lobe  of  the  liver  was  found  and  a 
total  right  lobectomy  was  performed.   A  scan  1^ 
month  after  surgery  revealed  partial  regeneration 
of  the  right  lobe  of  the  liver  with  no  evidence 
of  recurrent  space-occupying  lesion. 


10578     THE  VALUE  OF  TOMOGRAPHY  IN  LIVER  SCANNING. 

(E.)   DeLand,  F.  H.  (U.  Florida  Div. 
Nucl.  Med.,  Gainesville),  A.  E.  James,  G.  Muehllehner 
and  H.  N.  Wagner,  Jr.  Radiology    102  (2)  liiZS-^aZ, 
1972. 

The  authors  describe  a  method  of  tomographic 
scanning  employing  a  stationary  Anger  scintillation 
camera  equipped  with  a  slanted-hole  collimator 
and  a  table  with  a  movable  top.  The  collimator 
rotates  at  a  frequency  of  about  one  revolut ion/mi n, 
while  the  table  simultaneously  moves  in  a  circular 
pattern  at  the  same  frequency  and  in  phase  with 
the  collimator.   Four  planes  are  simultaneously 
recorded  in  focus  on  Polaroid  film  by  displaying 
i)  images  on  a  cathode-ray  tube.   In  this  study, 
the  results  with  tomography  were  compared  with 
those  of  rectilinear  scanning  and  stationary 
imaging.   Of  26  patients  with  normal  liver  on 
routine  examination,  tomography  was  helpful  in 
verifying  variations  in  configuration  in  5,  and 
of  no  help  in  21.   In  3  with  hepatomegaly  and  uni- 
form distribution  of  the  radionuclide  (^  "i-Tc- 
sulfur  colloid)  tomography  was  not  helpful  except 
to  confirm  the  absence  of  deep-seated  focal  defects; 
nor  was  it  helpful  in  l^t  patients  with  hepatomegaly 
and  heterogeneous  distribution  of  activity.  The 
tomography  was  helpful  in  better  characterizing 
the  lesions  in  5  of  7  with  proved  defects. 


10579     LIVER  BIOPSY  DURING  EXPLORATORY 

LAPAROTOMY  IN  PATIENTS  WITH  HODGKIN'S 
DISEASE.   DIAGNOSTIC  VALUE  AND  SIGNIFICANCE  OF 
THE  LESIONS  OBSERVED.   (Fr.)   Diebold,  J.  (Hotel 
Dieu,  Paris)  and  J.  P.  Camilleri.  Pathol.    Eur. 
6(3):299-312,  1971. 

Biopsy  of  both  lobes  of  the  liver  was  performed 
in  63  patients  undergoing  splenectomy  and  explora- 
tory laparotomy  for  Hodgkin's  disease.  \nh   of 
63,  foci  of  the  disease  were  demonstrable  in  the 
biopsy  specimens,  accompanied  in  all  k   by  splenic 
lesions  and  lymphadenopathy  in  the  deep  abdominal 
chains.  The  affected  patients  had  been  ill  for 
only  6,  7,  l8  and  30  months,  resp.   In  5  other 


patients,  portal  infiltration  of  large  reticular 
cells  (some  of  them  dystrophic)  was  accompanied 
by  the  presence  of  small,  intralobular  accumulations 
of  lymphoreticulocytes,  similar  to  those  which 
are  observed  at  some  distance  from  actual  granulo- 
matous lesions  in  the  livers  of  patients  with 
advanced  Hodgkin's  disease.   Foci  of  the  disorder 
were  demonstrable  in  31  of  the  63  ablated  spleens 
accompanied  by  invasion  of  the  abdominal  ganglia, 
the  hilus  of  the  spleen,  or  both,  in  25  of  31. 


10580     SPLENORENAL  ANASTOMOSES  FOR  PORTAL 

HYPERTENSION.   FIFTY-SEVEN  ORIGINAL 
CASES.   (Fr.)   Saubier,  E.  C.  (E.  Herriot  Hosp., 
Lyon,  France)  and  J.  A.  Brault.  Lyon  Chir. 
67  C*): 2^7-256,  1971. 

Splenorenal  shunts  were  created  for  portal  hyper- 
tensions due  to  cavernoma  or  portal  thrombosis 
(10  cases),  posthepatic  cirrhosis  (h   cases)  and 
cirrhosis  resulting  from  alcoholism  (20  cases), 
undetermined  causes  (19  cases),  cholostasis  (2 
cases)  or  Wilson's  or  Rendu-Osler' s  disease  (1 
case  each).  The  age  range  of  the  patients  was 
from  less  than  9  to  79  years  (mean,  28  yr)  ;  the 
male-female  ratio,  2:1.  The  immediate  postopera- 
tive mortality  rate  (all  causes)  was  101;  the 
total,  191.   Postoperative  complications  in 
survivors  were  limited  to  recurrence  of  gastro- 
intestinal hemorrhaging,  due  to  thrombosis  or 
ulcer  (8  cases;  3  of  8,  fatal)  and  severe  porta- 
caval encephalopathy  (2  cases;  1  of  2,  fatal). 
Transient,  reversible  symptoms  of  encephalopathy 
(slight  disturbance  of  memory  or  postprandial 
somnolence)  were  seen  in  7  other  patients.  Among 
25  who  had  been  followed  for  8  months-10  yr,  at 
the  time  of  report,  1  was  disabled  by  chronic 
encephalopathy  (see  above);  1  had  died  of  viral 
hepatitis,  6  yr  after  surgery;  23  had  remained 
symptom-free  and  capable  of  leading  normal  lives, 
although  2  of  23  had  reverted  to  habitual  in- 
temperance (1  of  2  requiring  intercurrent  surgery 
for  a  bleeding  gastric  ulcer). 


10581     A  CYST  OF  THE  HEPATOCHOLEDOCHUS  WITH 

CONGENITAL,  SEGMENTAL  DILATATION  OF 
THE  INTRAHEPATIC  BILIARY  PATHWAYS  (CAROLI'S 
DISEASE)  AND  PORTAL  HYPERTENSION.   (Fr.)   Saubier, 
E.,  H.  Viard,  C.  Partensky  and  A.  Brault.  Lyon 
Chir.    67('4):299-301,  1971. 

A  20-yr-old  woman  with  chronic  cholangitis,  a 
massive  hepatocholedochal  cyst,  congenital 
dilatation  of  the  intrahepatic  biliary  pathways, 
portal  hypertension  and  multiple  esophageal   _ 
varices  underwent  repeated  surgical  interventions 
over  a  period  of  12  yr.  These  included  choledo- 
choduodenostomy,  splenectomy,  splenorenal  anasto- 
mosis (repeated  later,  following  thrombosis), 
surgery  for  occlusion  of  the  small  intestine, 
hepaticojejunostomy  (repeated  later,  following 
stenosis)  and  a  mesenteriocaval  anastomosis, 
which  was  followed  by  gradual  disappearance  of 
the  esophageal  varices.  At  the  time  of  report 
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the  patient  had  remained  symptom-free  for  2  yr 
following  the  last  intervention. 

10582     HEPATIC  SUPPORT  THERAPY  BY  INTERMITTENT 

LIVER  PERFUSIONS  AND  EXCHANGE  BLOOD 
TRANSFUSIONS.   (E.)  Abouna,  G.  M.  (U.  Colorado 
Med.  Ctr.,  Boulder),  H.  Amemiya,  L.  M  Fisher 
W.  J.  Still,  K.  A.  Porter,  G.  Costa  and  D.  M  ' 
Hume,  Transplant.    Proa.    3  (^) : I589-1596,  197). 

Fifteen  patients  with  deep  hepatic  coma  who  were 
treated  either  by  repeated  exchange  blood  trans- 
fusions alone,  by  intermittent  ex  vivo  heterologous 
and  homologous  liver  perfusions  alSTiiV  or  by  a 
combination  of  both  techniques  are  reported.   All 
5  patients  treated  by  exchange  transfusions  alone 
tailed  to  recover  consciousness  and  died  2-6  days 
after  admission.   Of  the  5  patients  treated  by 
pig  liver  perfusion  alone,  1  recovered  normal 
consciousness  and  3  showed  objective  clinical 
improvement.   In  the  5  patients  treated  by  a  com- 
bination of  techniques,  no  objective  clinical 
improvement  was  seen  after  several  repeated  ex- 
change transfusions,  but  perfusions  with  pig, 
baboon,  and  human  livers  were  successful  in  re- 
versing Grade  IV  hepatic  coma  on  each  of  I3 
separate  occasions  in  4  patients.   Exchange 
transfusions  and  liver  perfusions  were  both  effec- 
tive in  clearing  bilirubin  and  in  producing  marked 
improvement  in  blood  coagulation.   Heterologous 
perfusions  with  pig  and  baboon  livers  were  accom- 
panied by  a  fall  in  the  level  of  preformed 
hetero-antibodies;  however,  these  antibodies 
increased  8-  to  10-fold  during  the  next  12-15 
days  after  perfusion  but  returned  to  preperfusion 
levels  5-6  weeks  later.   The  results  indicate 
that  successful  management  of  acute  hepatic  coma 
withultimate  patient  survival,  is  possible  by   ' 
ex  \m^  baboon  liver  perfusions  supplemented  by 
intermittent  dnd  limited  exchange  blood  transfusions. 

10583     ULTRASTRUCTURE  OF  HYALINE  CYTOPLASMIC 

INCLUSIONS  IN  A  HUMAN  HEPATOMA- 
RELATIONSHIP  TO  MALLORY'S  ALCOHOLIC  HYALIN    (E  ) 
Keeley,  A.  F.  (Boston  City  Hosp. ,  Mass.),  0.  A  ' 
285-29^^972!"  '^°"""''-  ^^^i^oenterology  Glh) : 

Light  and  electron  microscopy  were  performed  on 
sections  of  a  biopsy  specimen  of  hepatoma  tissue 
from  a  patient  with  mildly  active  alcoholic  cirr- 
hosis  Both  forms  of  hepatoma  hyaline  inclusions 
were  found   The  reticular  form  was  identical  to 
the  alcoholic  hyalin  of  Mai  lory.   Other  than  a 
closer  packing  of  fibrils,  the  globular  deposits 
of  hya  in  had  a  fibrillar  internal  structure 
virtually  indistinguishable  from  the  above.   The 
most  striking  difference  between  hepatoma  cells 
with  and  without  hyalin  was  the  presence  of  greatly 
increased  amounts  of  smooth  endoplasmic  reticulum 
in  the  cytoplasm  of  cells  without  hyalin.  Also 
prominent  in  tumor  cells  without  hyalin  were 
circular  concentric  lamellar  arrays  of  membranes 
of  the  type  seen  in  the  livers  of  rats  treated 


with  drugs  (such  as  dieldrin  and  methyl  butter 
yellow).   Examination  of  metastatic  hepatoma  from 
the  patient's  neck  showed  no  hyalin  material 
but  cytoplasmic  concentric  lamellar  arrays  of 
membranes  were  seen  in  abundance. 


10584     TWO  CASES  OF  PERIARTERITIS  NODOSA  WITH 
LIVER  INVOLVEMENT  AND  AUSTRALIA  ANTIGEN 

yl     Ir^'P°'  ^'    ^^^"^   '^''°^^   ^°^P-'    Lyon,  France) 
and  M.  Girard.  J.    Med.    Lyon   52  (1214) : 1235-1237, 

The  Australia  antigen  was  demonstrated  in  the 
serum  of  2  patients  with  periarteritis  nodosa 
One  presented  initially  with  a  cholostatic  viral 
hepatitis,  complicated  by  long-standing  alcoholism 
and  proved  resistant  to  treatment  with  prednisone  ' 
UO  mg/day  for  a  yr) ,  prior  to  sudden  death  due 
to  hypertension  and  a  consequent  cerebral  accident 
The  other  presented  initially  with  inflammatory 
cholostatic  cirrhosis  of  the  liver,  complicated 
by  atrophic  cystitis;  died  after  2  emergency 
operations  for  occlusive  syndrome  in  the  course 
of  lyr,  during  which  he  also  developed  amyotrophia 
neuritis  and  progressive  cachexia. 


10585     HEPATIC  CALCIFICATIONS  ASSOCIATED  WITH 

UMBILICAL  VEIN  CATHETERIZATION  IN  THE 
NEWBORN  INFANT.   (E.)   Ablow,  R.  C.  (Mt.  Zion 
Hosp.,  San  Francisco,  Calif.)  and  E,  L.  Effman. 

Am.   J    Roentgenol.   Radium  Ther.   Nual.   Med.    114(2)- 
380-385,  1972. 

Two  premature  infants  with  the  respiratory  distress 
syndrome  who  developed  calcifications  in  the 
liver  adjacent  to  where  an  umbilical  vein  catheter 
had  been  positioned  and  used  for  infusion  are 
reported.   In  both  cases  the  tip  of  the  catheter 
was  not  in  the  desired  position,  the  inferior 
vena  cava,  when  fluids  were  infused.   The  wedging 
of  the  catheter  into  smaller  hepatic  venous 
branches  may  have  induced  spasm,  slowed  blood 
flow,  and  enhanced  thrombosis  as  well  as  bathed 
the  region  more  thoroughly  in  the  fluids  infused 
The  observed  calcifications  were  most  likely 
dystrophic  and  are  strong  evidence  of  liver 
damage  not  severe  enough  to  be  clinically  manifest 
In  both  cases  the  calcifications  became  visible 
soon  after  catheter  removal.   In  1  case  the 
linear  distribution  and  course  of  the  calcifications 
suggested  location  in  veins  through  which  the 
catheter  passed.   In  the  other  case,  the  calcifica- 
tions formed  a  large  nodular  density  just  distal 
to  the  catheter  tip,  raising  the  possibility  of 
parenchymal  necrosis.   In  both  cases  the  calcifica- 
tions disappeared  spontaneously. 

10586     BILE  SALT  DEPLETION  IN  THE  RUNTING 

SYNDROME.   (E.)   Palmer,  R.  H.  (U 
Chicago  Pritzker  Sch.  Med.,  Ml.)  and  R.  W  ' 
Reilly.  Transplantation    12  (6)  :479-483  ,  I971. 

Runtmg  was  produced  in  newborn  (C57BL/6  X  DBA/A)F, 
hybrid  mice  by  the  i.v.  injection  of  4  X  10^      ' 
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live  spleen  cells  from  la-Z^J-week-old  male  C57BL/6 
mice.   In  segments  of  proximal  small  intestine, 
the  bile  salt  content  in  7"  and  10-day  old  runts 
was  less  than  in  their  control  littermates;  the 
kQ%   reduction  was  significant.   There  was  no 
significant  difference  between  the  2  groups  when 
the  bile  salt  content  was  expressed  per  g  of  body 
weight.   A  calculated  'bile  salt  index'  wasnot 
related  to  liver  index,  but  did  correlate  with 
the  spleen  index.   In  mice  studied  earlier,  there 
was  a  significant  reduction  in  bile  salts  on  days 
6  and  7  that  was  not  seen  on  day  5.   The  intestinal 
weight  of  runts  was  significantly  greater  than 
those  of  controls  on  days  6  and  7,  but  not  on 
day  5.   In  9-day-old  mice  who  received  a  single 
i.p.  injection  of  sodium  deoxycholate-2'*-^  C  and 
killed  1  day  later,  analysis  of  labeled  metabolites 
yielded  variable  results  and  did  not  reveal  any 
important  or  consistent  increase  in  the  unconjugated 
fraction. 


10587 


BACTERIAL  AND  DIETARY  ANTIBODIES  IN 
LIVER  DISEASE.   (E.)   Triger,  D.  R. 
(Radcliffe  Infirm.,  Oxford,  England),  M.  H.  Alp 
and  R.  Wright.  Lancet   1  (77'4l)  :60-63,  1972. 

Subjects  consisted  of  normal  controls  (l'*7)  and 
patients  with  acute  hepatitis  (51),  cirrhosis 
(85),  chronic  active  hepatitis  ('♦O)  and  ulcerative 
colitis  (1'47).   Serum  was  collected  for  estimation 
of  antibody  titers  to  bacterial,  rat  fecal 
colonic  and  dietary  antigens.   Using  an  E_.  col  i 
titer  greater  than  1:32,  significant  elevations 
over  controls  were  seen  in  all  3  patient  groups 
with  liver  disease,  and  this  was  greatest  with 
chronic  active  hepatitis.   The  same  was  seen  with 
Bacteroides  (titer  greater  than  1/16).   There 
were  no  significant  elevations  of  titers  of  H^. 
influenzae  (greater  than  ] i^)    in  any  of  the  patient 
groups.   There  was  a  highly  significant  increase 
in  the  frequency  of  hemaggl ut inat ing  antibodies 
to  rat  colon  (greater  than  1:32)  only  in  those 
with  chronic  active  hepatitis.   There  were  no 
elevations  among  the  patient  groups  with  respect 
to  titers  to  ovalbumin  (greater  than  1:32)  or  B- 
lactoglobulin  (greater  than  1:6A).   There  were 
significant  elevations  of  titers  to  a-lactal bumi n 
(greater  than  1:16)  in  patients  with  cirrhosis  _ 
and  to  gluten  fraction  III  (greater  than  1:32)  in 
patients  with  acute  hepatitis  and,  to  a  lesser 
extent,  cirrhosis.   In  8  patients  with  acute  viral 
hepatitis,  antibody  titers  of  H.  influenzae  did 
not  change  during  the  course  of  the  hepatitis   (12 
months  of  observation),  while  values  for  E_.  col  i_ 
were  normal  at  the  onset,  peaked  by  month  2,  and 
gradually  returned  to  normal  by  month  12. 

10588     CURRENT  METHODS  FOR  SUPPORT  OF  PATIENTS 

IN  HEPATIC  FAILURE.   (E.)   Hume,  D.  M. 
(Med,  Coll.  Virginia,  Richmond),  W.  E.  Gayle, 
D  H.  Smith,  G.  M.  Abouna  and  H.  M,  Lee.  Trans- 
plant.   Proo.    3('»):  1525- 1535,  1971. 

Exchange  transfusion  and  plasmapheresis  are  useful 
adjuncts  in  the  treatment  of  hepatic  failure, 


particularly  for  their  value  in  restoring  clotting 
properties  to  the  blood  and  controlling  bleeding. 
If  properly  carried  out  (standby  arterial  pump, 
short  blood  lines  with  heparin-protamine  injectors, 
heat  exchanges)  extracorporeal  heterologous  liver 
perfusion  with  the  baboon  liver  is  a  good  treatment 
for  hepatic  coma.   Coma  and  the  hepatorenal  syndrome 
may  also  be  relieved  by  heterologous  cross  circula- 
tion, which  is  limited  in  usefulness  because  of 
poor  correspondence  between  the  baboon  ABO  blood 
types  and  those  of  the  human.   Within  72  hr  of 
L-dopa  administration,  1  patient  with  hepatitis 
and  halothane  damage  in  a  coma  for  3  weeks,  and 
resistant  to  other  forms  of  therapy  improved 
markedly. 

10589     METABOLIC  CONSIDERATIONS  IN  TREATMENT 

OF  LIVER  FAILURE  WITH  PARTICULAR 
REFERENCE  TO  USE  OF  EX  VIVO  PERFUSED  PIG  LIVER. 
(E  )   McDermott,  W.  V.,  Jr.  (Harvard  Med.  Sch., 
Boston,  Mass.)  and  J.  C.  Norman,  Jr.  Transplant. 
Proa.    3('»)  =1509-1517,  1971. 

Exchange  transfusions  either  with  whole  blood  or 
with  fresh  frozen  plasma  plus  the  patients  own 
RBC  appears  to  best  combine  simplicity  and^ 
effectiveness.   Extracorporeal  auxiliary  pig 
liver,  more  effective  in  terms  of  synthes is  than 
exchange,  was  utilized  in  successive  perfusions 
of  up  to  7  hr  in  duration  in  a  group  of  10 
patients  who  were  catastrophical ly  ill  with  stage 
i»  hepatic  coma  and  anuria.   No  survivals  occurred 
in  this  group.   Although  these  pig  1 i verperfusions 
were  tolerated  without  anaphylaxis  and  without 
demonstrable  antibody  formation,  the  complexity 
of  successive  pig  liver  perfusions  and  the  lack 
of  long  term  success  argues  against  its  widespread 
use  in  support  of  patients  with  fulminant  hepatic 
fai lure. 


10590 


POSTOPERATIVE  OCCLUSION  OF  A  PORTACAVAL 
ANASTOMOSIS  WITH  TISSUE  GLUE.   (Ger.) 
Prenner,  K.  (Country  Hosp.,  Salzburg,  Austria). 

Int.   Z.   Klin.   Pharmakol.   Ther.   Toxiool.   5(2): 
225-226,  1971. 

A  fatal  shunt  operation  in  a  58-yr-old  woman  is 
described  in  detail.   The  application  of  histo- 
acryl  N-blue  on  a  surgical  band  led  to  the  early 
occlusion  of  the  portacaval  anastomosis.   It  is 
suggested  that  tissue  glue  of  thistype  not  be 
used  in  surgery  involving  large  veins. 


10591 


PROSTHETICS  IN  HEPATIC  ASSISTANCE. 

(E.)   Eiseman,  B.  (U.  Colorado  Med. 
Ctr.,  Denver)  and  T.  Soyer.  Transplant.    Proo. 
3('»):1519-152'»,  1971. 

Extracorporeal  liver  support  was  investigated 
using  cellular  and  subcellular  liver  fractions^ 
in  direct  contact  with  blood  or  plasma.   Techniques 
and  experience  prompting  the  investigation  are 
new  prosthetic  membranes  both  for  dialysis  and  _ 
as  cell  filters;  devices  for  continuous  separation 
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of  cells  from  fluid  blood  elements;  and  experience 
with  extracorporeal  hepatic  assist  using  whole 
livers.   Indications  for  the  future  use  of  extra- 
corporeal hepatic  support  lie  in  providing  main- 
tenance for  a  patient  awaiting  availability  of  a 
suitable  donor  organ.   More  frequent  use  will  come 
for  patients  in  failure  following  acute  viral  or 
chemical  toxic  hepatic  damage.   Current  emphasis 
IS  on  the  utilization  of  liver  slices  and  liver 
cell  suspensions  to  provide  such  support. 

10592     PORTAL  HYPERTENSION  IN  RATS  BY  GRADUAL 

OCCLUSION  OF  THE  PORTAL  VEIN.   (Ger  ) 
Liehr,  H.  (Justus  Liebig  U.  Med.  Clin.,  Giessen 
Germany),  M.  Grun  and  M.  H.  Horder.  Z.  Gesamte' 
Exp.   Med.    155(3) :267-272,  I971 


10600     TOTAL  ANOMALOUS  PULMONARY  VENOUS 

DRAINAGE  INTO  THE  PORTAL  VEIN.   (Ger  ) 
Hertel,  E.  U.  (Univ.  Hamburg  Pathol.  Inst.,  Ger- 
many) and  M  F.  Baghirzade.  Zentralhl.   Alia 
Pathol.    IU('»):480-A92,  I971.  ^ 


10601     SKIN  AND  LIVER.   (Ger.)   Ippen,  H. 
(Univ.  Dermatol.  Clin.,  Dusseldorf 
Germany).   Z,  Haut.    Gesahleahtskr.    '♦6  (I9)  :567-569 
1971 .  ' 


10602     HEMANGIOMA  OF  THE  LIVER.   (Rus.) 

Voskanov,  M.  A.  (4  City  Clin.  Hosp., 

I.  Tukhomirova.  Ter.    Arkh.    43(8) 


Moscow)  and  T 
'22-123,  1971 


10593     THE  SERUM  LEVEL  OF  IMMUNOGLOBULIN 

ALBUMIN,  AND  BIC/IA  GLOBULIN  IN  PATIENTS 
WITH  LIVER  DISEASE.   (Ger.)   Aigner,  A.  (Univ 
Med.  Clm.,  Innsbruck,  Austria),  F.  Gabl  and  E. 
Knapp.  Vien.    Klin.    Woahensahr.    83 (36) :637-64o| 


10594     CLINICAL  VALUE  OF  RADIOISOTOPE  SPLENO- 

PORTOGRAPHY  IN  PORTAL  HYPERTENSION. 
(Rus.)  Ershov,  J.  A.,  A.  V.  Upirev  and  M.  S. 
Barsagov.  Vestn.    Khir.    107(9) :38-42 ,  I971. 


10603     EXPERIENCES  WITH  ANATOMIC  HEMI HEPATECTOMY 

AND  LEFT  LOBECTOMY.   (E.)   Mercadier, 
M.  and  J.  P.  Clot.  Surg.    Gynecol.    Ohstet.    133(2)- 
'(67-471,  1971. 


10604     TRUNCULAR  PORTACAVAL  ANASTOMOSES 
PROBLEMS  OF  SURGICAL  TACTICS  AND 
TECHNIQUES.   (Rum.)   Bancu,  E.  (1st  Surg.  Clin 
Tirgu  Mures,  Rumania),  Z.  Papal  and  N.  Csiky 
Sp^talul   %k{l):2]S-22k,    I971. 


10595     HEPATECTOMY  AFTER  PRIMARY  NONRADICAL 
OPERATIONS  FOR  ECHINOCOCCOSIS   (Rus 
!^!^°^f!^'''/-  '-.^"d  R.  A.  Nikhinson.  Vestn.' 
Khzr.    107(7)  :30-34,  1971. 


10596     THE  HISTOTOPOCHEMICAL  BEHAVIOR  OF 

LYSOSOMAL  B  GLUCURONIDASE  IN  LIVER 
BIOPSY  CYLINDERS  STUDIED  IN  DIFFERENT  LIVER 
DISEASES.   (Ger.)   Rath,  F.  W.  (Martin  Luther  U. 
Inst.  Pathol.,  Halle,  Germany),  R.  Nilius  and  L. 
Otto.  Z,  Gesamte  Inn.   Med.    26(19) :262-263,  1971. 


10605  FUNCTIONAL  AND  STRUCTURAL  INTERRELATIONS 
IN  THE  LIVER  DURING  ALLERGIC  HEPATITIS 

Rus.)   Saakov,  B.  A.  (Med.  Inst.,  Rostov,  USSR) 
V.  I.  Shepotinovskii  and  Z.  I.  Mikashinovich. 
Patol.   Fiziol.    Eksp.    Ter.    15(5):51-54,  1971. 

10606  TREATMENT  OF  EXPERIMENTAL  HEPATIC 
FAILURE  BY  EXTRACORPOREAL  LIVER  PERFUSION. 

(Sp.)   Ortiz  Hurtado,  H.  (U.  Navarra  Sch.  Med. 
Spain),  G.  Zornoza  and  J.  Perez  Cabanas.  Rev.' 
Med.    Univ.   Navarra   15(0:33-43,  I971, 


10597     LIVER  FUNCTION  AND  MORPHOLIGY  IN  RHEUMA- 

_      TOID  ARTHRITIS.   (Ger.)   Rau,  R.  (u 
Zurich  Rheumatol.  Clin.,  Switzerland),  R.  Rondez 
and  P.  Grob.   Z.  Rheimaforsah.    30(7-8)  :205-213 


10598     LIVER  FUNCTION  IN  GOUT  AND  ASYMPTOMATIC 

HYPERURICEMIA  (STUDY  OF  79  CASES) 
(Ger.)   Klein  W.  W.  (Univ.  Intern.  Med.  Clin 
Graz,  Austria).  Z.  Rheumaforsah.    30(7-8) -230-235 


10599     THE  BALNEOPHYSICAL  TREATMENT  IN  DIS- 

ORDERS  OF  THE  LIVER.  (Ger.)  Boecker, 
W.  (Frauenberg  Sanit.,  Bad  Mergentheim,  Germany) 
and  K.  Imle.  Z.  Phys.   Med.    2 (5) :389-398,  1971. 


IO607     ARTERIOGRAPHIC  DEMONSTRATION  OF  HYDATID 

CYST  OF  THE  LIVER.   1.   THE  LARGE 
INTRAPARENCHYMATOUS  CYSTS  OF  THE  RIGHT  LOBE  OF 
THE  LIVER.   (Sp.)   Muro,  J.  (La  Paz  Social 
Security  Clin.,  Madrid),  P.  San  Martin  and  J. 
Ortiz  Vazquez,  Rev.    Clin.   Esp.    1 22 (3) : 199-210, 


10608     AUSCULTATION  OF  ABDOMINAL  MURMURS- 

THE  PHONOHEPATOGRAM.   (Sp.)   Bacardi 
R.  (Social  Security  City  Sanit.,  Barcelona, 
Spain),  J.  Guardia  and  H.  Garcia  Del  Castillo 
Med.    Clin.    (Bare.)   56(5) : 697-699,  1971 


IO6O9     THE  QUESTION  OF  ACUTE  AND  CHRONIC 
LIVER  DAMAGE  DURING  AND  FOLLOWING 
TROPICAL  DISEASES.   (Ger.)  Mohr,  W.  (Bernhard 
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10610  MAGHESIUM  DEFICIENCY  DUE  TO  HEPATIC 
DISEASE.   (Ger.)   Holtmeier,  H.  J.  (U. 

Stuttgart  Dept.  Physiol.,  Germany).  Mat.   Med. 
Nordmark  23i3--[0):2ek-2eG,    1971. 

10611  HEPATIC  LESIONS  FOLLOWING  END-TO-SIDE 
PORTACAVAL  SHUNT.   AN  EXPERIMENTAL, 

HISTOLOGICAL  AND  ULTRASTRUCTURAL  STUDY.   (Fr.) 
Mallet  Guy,  P.  (Edouard  Herriot  Hosp.,  Lyon,    _ 
France),  J.  Feroldi  and  Y.  Mallet  Guy.  Lyon  Chzr. 
67(3):l8l-192,  1971. 


10612     A  CASE  OF  BENIGN  FAMILIAL  HYPERBILI- 
RUBINEMIA.  THE  SO-CALLED  ROTOR  SYNDROME. 
(Pol.)   Czarnecki,  J.  (Med.  Acad.  2nd  Intern. 
Clin   Lublin,  Poland),  A.  Nowakowski  and  J. 
Pokora.  Pol.    Tyg.    Lek.    26 (25) :956-958,  1971. 


Dis. 


10613 


ROTOR  TYPE  HYPERBILIRUBINEMIA.   (Jap.) 
Takino,  T.  (Kyoto  Pref.  Univ.  Med., 
Japan).  /Va^/ca  27  (5) :  976-982  ,  1971. 


1061'4     DUBIN  JOHNSON  SYNDROME  COMBINED  WITH 

IDIOPATHIC  JAUNDICE  IN  PREGNANCY. 
(Jao  )   Mori,  K.  (Kyoto  Munici pal  Hosp.  ,  Japan)  , 
K  Ogasawaraand  K.\oshikawa.  /^aifea  27  (5)  =970-976, 

1971. 

10615     THE  RELATIONSHIP  BETWEEN  THE  NUCLEAR 

VOLUMES  AND  THE  DNA  CONTENTS  OF  HEPATO- 
CYTE  NUCLEI  IN  THE  LIVERS  OF  BEARERS  OF  HEPATO- 
CARCINOMAS,  AND  OF  THE  HEPATOCARC I  NOMA  CELLS.   _ 
(E  )   Cardoso  Guimaraes,  R.  (Fed.  U.  Minas  Gerais 
Dept.  Pathol.,  Belo  Horizonte  Brazil),  ffeu. 
Bras.    Pesq.   Med.    Biol.    M3):l85-196,  1971. 

10616  SURGICAL  TREATMENT  OF  PORTAL  HYPERTENSION. 
(Pol.)   Ekman,  C.  A.  (Boras  Hosp., 

Sweden).  Pol.   Przegl.   Chir.    A3 (5) =725-728,  1971. 

10617  DECLINE  IN  SERUM  BILIRUBIN  CONCENTRATION 
COINCIDENT  WITH  CLINICAL  ONSET  OF 

KERNICTERUS.   (E.)   Ackerman,  B.  D.  (Uni v.  Cal i forn , 
Coll.  Med.,  Irvine),  G.  Y.  Dyer  and  P.  M.  Taylor. 
Pediatrics  kQW -.ekl-e^O,    1971. 

10618  CONGENITAL  FIBROSIS  OF  THE  LIVER. 
(Hun.)   Koranyi,  G.  (Peterfy  Sandor 

Utcai  Municipal  Hosp.,  Budapest)  and  J.  Meszaros. 
Orv.   Hetil. 


10620 


R.I 


HAMARTOMATOUS  CYST  OF  THE  LIVER.   (E.) 
Merrill  Gibson,  J.,  Jr.  (Westerly  Hosp. 
).  RI  Med.    J.    5M8):A20-f421,  1971. 


10621     RADIOISOTOPE  SCANNING  OF  THE  LIVER  IN   _ 

LYMPHOGRANULOMATOSIS.   (Rus.)   Zubovski i , 
G  A   EM.  Filkova  and  G.  V.  Ryazanskaia. 

p'rohl.    Gematol.   Pereliv  Krovi   ]6{3) -.hh-kS ,   1971. 


10622 

Italy) 
1971. 


DUBIN  JOHNSON  SYNDROME.   (it.) 
Stornaiuolo,  A.  (United  Hosp.,  Naples, 
Rass.   Int.    Clin.    Ter.    51  (iM  :868-87'4, 


10623 


AUTOIMMUNE  HEMOLYTIC  ANEMIA.   THE 
EXPRESSION  OF  A  MALIGNANT  RETICULOSIS 
IN  A  NEWBORN  CHILD.   (Rum.)   Feldioreanu,  T.  _ 
(23  August  Hosp.,  Bucharest),  A.  Priscu,  C.  Ciofu 
and  S.  Popescu  Miclosanu.  Pediatr%a    (Buaur.J 
20(3):253-258,  1971. 

1062i»     ARTERIALIZING  EFFECT  OF  TRANSECTION  OF 

THE  SPLENIC  ARTERY  IN  PORTAL  HYPERTENSION. 
(Rus  )   Patsiora  M.  D.,  I.  A.  Ershov  and  M.  G. 
Novich.  Khirurgiia    (Mosk.)   /,? (7)  =  1 1'^-l 20 ,  1971. 


10625 


HEMORRHAGIC  COMPLICATIONS  IN  SURGICAL 
DISEASES  OF  THE  LIVER  AND  BILE  DUCTS. 

(Rus.)   Kalchenko,  I.  I.,  P-  V.  Lyis  and  V.  P. 

Ischenko.  Khirurgiia   (Mosk.)   kl{l):hl-SZ,    1971. 


10626     THE  VOLUMETRIC  RELATIONSHIPS  BETWEEN 

CYTOPLASM  AND  NUCLEUS  IN  THE  LIVER  OF 
PATIENTS  WITH  CANCER  OF  THE  LIVER  AND  WITH  PRIMARILY 
EXTRAHEPATIC  CANCER.   (E.)   Cardoso  Guimaraes,  R. 
and  R  Pereira  Campos.  Rev.   Assoc.    Med.    Bras. 
17(2):it7-52,  1971. 


10627 


112(27):1588-1591,  1971. 


10619     CONSIDERATIONS  ON  ASSAY  OF  IMMUNO- 

GLOBULINS  IN  SOME  LIVER  DISEASES.   (It.) 


TRICUSPID  LIVER  DISEASE.   (Sp.) 
Jimenez  Romo,  F.  (Natl.  Autonomous  U. 
Cardiovasc.  Clin.,  Mexico  City,  Mexico)  and  F 
Cisneros.  Rev.   Asoe.   Med.   Argent.    85(3).b2-bb, 
1971. 

10628  THE  BIOCHEMISTRY  OF  HEPATIC  COMA. 
(Sp.)   Ramirez  De  Guglielmone,  A.  ReV. 

Asoc.   Bioquim.   Argent.    36  (192-193) =29-35,  1971. 

10629  GLUTAMIC  DEHYDROGENASE  FROM  HUMAN 
LIVER   VI.   GLUTAMIC  DEHYDROGENASE  IN 

PRIMARY  LIVER  CELL  CARCINOMA.   (Ger.)   Lehmann, 
F  G   (Med.  Clin.,  Marburg/Lahn ,  Germany).  KUn. 
w'ochenschr.    i^g  (1 9)  =  1065-1073 ,  1971. 
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10630     DETERMINATION  OF  THE  ACTIVITY  OF  SOME 

SERUM  ENZYMES  FOR  THE  ASSESSMENT  OF  THE 
STATE  OF  THE  LIVER  IN  PATIENTS  WITH  PORTAL  HYPER- 
TENSION.  (Rus.)   Makhov,  N.  I.,  G.  A.  Drozdova 


10631     THE  LABORATORY  DIAGNOSIS  OF  DISORDERS 

OF  THE  LIVER.   (Ger.)   Wrek.  K.  (Rudolf 
Virchow  State  Hosp.  ,  Berlin).  Med.    Lab.    2'4(]0)- 
217-221,  1971.  '• 


IO632     SPLENOMEGALY  IN  PORTAL  HYPERTENSION  IN 

CHILDHOOD.   (Fr.)   Louchet,  E.  and  B 
Granjon.  Med.    Infant.    78(6) :38l-396   I97I 


and  S  K.  Mitra.  J.   Indian  Med.  Assoo.   56(n)' 
329-3'*l,  1971. 


106^1     THE  EFFECTS  OF  DISEASES  OF  THE  LIVER 

THYROID,  AND  KIDNEYS  ON  THE  TRANSPORT 
OF  VITAMIN  A  IN  HUMAN  PLASMA.   (E.)   Smith   F  R 
(Columbia  U.  Coll.  Physicians  Surg.,  New  York^ 
rA/!:  and  D.  S.  Goodman,  J.    Clin.    Invest. 
50(ll):2'*26-2436,  I97I. 


IO6A2     THE  BILHARZIAL  LIVER  AND  IRRADIATION. 

(E.)   Gad  El  Mawla,  N.  (Inst.  Res.  Trop. 
Med.,  Cairo,  Egypt),  A.  El  Naggar  and  S.  Sabet. 
J.    Egypt.   Med.   Assoa.    5A (A) : 190-196 ,  I971. 


10633     ACUTE  ALCOHOLIC  HEPATITIS.   (Fr.) 

Klepping,  C.  (CHU,  Dijon,  France),  R. 
Michiels,  J.  Villand  and  H,  Carli.  Med 
29(977):1386-1388,  I971. 


^yg- 


IO6A3     PRIMARY  CANCER  OF  THE  LIVER.   PERSONAL 

EXPERIENCE.  (Fr.)  Bertrand,  L.  (St. 
Elol  Hosp.,  Montpellier,  France),  H.  Michel  and 
A.  J.  Ciurana.  J.   Med.   Montpellier  6(6) :237-3]3 


10634 

Univ.  Col 

Med.    Clin 


10635 


HEPATIC  DISEASE  IN  AN  INTENSIVE  CARE 
UNIT.   (E.)   Price,  J.  B.,  Jr.  (Columbi 
I.  Physicians  Surg.,  New  York,  N.  Y  ) 
North  Am.    55 (5) : 1285-1299,  1971, 


THE  THIOBARBITURIC  ACID  REACTION  IN 
RELATION  TO  FATTY  LIVERS.   (E.)   Bloom, 
\   :,     M  ^'^^  ^-    ^^"^  ^°''^   Upstate  Med.  Ctr.,  Syracuse) 

Wc/l;  ^;  ^"^^•■feld.  Arch.    Biochem.    Biophys. 

1 '♦5  (2):  669-675,  1971. 


^06kk  CLINICAL  FEATURES  AND  THERAPY  OF  THE 

SO-CALLED  HEPATORENAL  SYNDROME.   (Ger  ) 
Schulz,  W.  (City  Hosp.,  Nuremberg,  Germany)  and 
U.  Gessler.  Internist.   Prax.    1 1  (3)  :401-AlO,  I971. 

IO6A5     LANCEFIELD  GROUP  F  STREPTOCOCCI  CAUSING 

LIVER  ABSCESS  AND  EMPYEMA.   (E.) 
Koshi,  G.  (Christian  Med.  Coll.,  Vellore,  India) 
and  L.  John.  Indian  J.   Med.   Res.    59(1 ) -45-49 
1971.  ' 


10636     SCINTIGRAPHIC  EVALUATION  OF  THE  LIVER 

WITH  SCHISTOSOMIASIS  JAPONICA.   (E  ) 
Mo,  M.  (U.  Tokyo  2nd  Dept.  Med.),  M.  luchi  and  K. 
Kitani.  J.    Nuol.    Med.    12 (10) :655-659   I971 


10637     FIBRILLARY  ACCUMULATIONS  IN  OLIGODEN- 
„„„^      DROGLIAL  PROCESSES  OF  RATS  SUBJECTED  TO 
PORTACAVAL  ANASTOMOSIS.   (E.)   Cavanagh,  J.  B 
(Inst.  Neurol.,  London),  W.  F.  Blakemore  and  M.  H 
Kyu.  J.    Neurol.    Sai.    1 4(2) :  143-152,  I971. 


10646     THE  TOXICITY  OF  SODIUM-L-MONOGLUTAMATE. 

(Rus.)   Pokrovskii,  A.  A.  (Inst.  Hutr 
Moscow),  V.  I.  Somin,  M.  M.  Gapparov  and  A.  N    ' 
Sicheva.  Gig.   Sanit.    36(9)  .-32-36,  I971 


10647     DIAGNOSIS  OF  SUBCAPSULAR  HEMATOMA  OF 

THE  LIVER  DUE  TO  TOXEMIA  OF  PREGNANCY. 
(Sp  )   Topete  Orozco,  L.  M. ,  A.  Najera  Rivera  and 
A.  Ballesteros.  Gineool.    Obstet.  Mex.    29(175)- 
505-513,  1971. 


10638     MULTIPLE  ECCHINOCOCCOSIS  OF  THE  LIVER 

COMPLICATED  BY  FISSURE  FORMATION.   (Fr  ) 
Seror,  J.,  D.  Jaeck  and  G.  Sava.  J.   Med. 
Strasbourg  2(6-7) -.535-602,    I971. 


IO639 


NEUROLOGIC  DISORDERS  AND  LIVER  DISEASE 
(E.)   O'Reilly,  S.  (George  Washington 

50(3):126-133.'wl:''°"'  ''  '•^'     ^'''''"^'   '''^- 


U.  Med. 


10640     JUVENILE  PORTAL  HYPERTENSION.   (E  ) 

Basu,  A.  K.  (Inst.  Postgrad.  Med.'sduc. 
Res.,  Calcutta,  India),  P.  Iyengar,  R.  Dasgupta 


10648     ABSORPTION  AND  URINARY  EXCRETION  OF 

CHLORAMPHENICOL  IN  LIVER  DISEASE. 
(It.)   Scalvini,  A.  (Melzo  Hosp.,  Italy),  G. 
Schioppacassi  and  A.  Delmonte.  Gasz.   Med.   Ital. 
130(6) :225-231,  1971. 


10649  THE  AGED  PATIENT  UNDERGOING  EMERGENCY 
SURGERY  OF  LIVER,  BILE  PASSAGES  AND 

PANCREAS.   (It  )   MartinelH,  V.  (U.  Rome  Dept. 
Geriatr.  Surg.),  A.  Montori  and  G.  Tumlno.  G 
Gerontol.    19(Suppl.  45):79-100,  I971. 

10650  THE  ANGIOGRAPHIC  PICTURE  OF  TRAUMATIC 
PROLAPSE  OF  THE  LIVER  INTO  THE  THORACIC 
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CAVITY.   (Ger.)   Chudacek,  Z.  (Univ.  Radiol.  Clin., 
PIzen,  Czechoslovakia).  Fortsohr.    Get.   Roentgenstr . 
Nuklearmed.    I  ISCt)  :5'4'«-5^5,  1971. 


THE  ACUTE  STAGES  OF  MYOCARDIAL  INFARCTION  IN  RATS. 
(E.)  Wexler,  B.  C.  (Jewish  Hosp.  ,  Cincinnati, 
Ohio),  J.  T.  Judd,  R.  F.  Lutmer  and  J.  Saroff. 
Br.   J.   Exp.   Pathol.    52(5) :565-582,  1971. 


ii 


10651     MUCOR  DIVERGENCE  IN  AFLATOXIN  EFFECTS 

WITH  DUCKLING  BILE  AND  PLASMA.   (E.) 
Lynd,  J.  Q.  (Oklahoma  State  U.  Agronomy  Dept., 
Stillwater)  and  F.  T.  Lynd.  Environ.   Res.    h{k): 
3l6-32i»,  1971. 


10652  THE  USE  OF  ADSORBENTS  FOR  EXTRACORPOREAL 
CLEANSING  OF  BLOOD  IN  HEPATIC  COMA. 

(Rus.)   Lopukhin,  I.  I.  (N.I.  Pirogov  2nd  Med. 
Inst.,  Moscow),  0.  A.  Mashkov  and  K.  P.  Krylov. 
Eksp.    Khir.   Anestesiol.    16('»)  :73-77,  1971. 

10653  ACUTE  GONOCOCCAL  PERIHEPATITIS  (FITZ 
HUGH  CURTIS  SYNDROME).   AN  ACUTE,  RIGHT, 

SIDED,  PLEURITIC  PERITONITIC  UPPER  ABDOMINAL 
SYNDROME  IN  GONORRHEIC  ADNEXITIS:   IDENTIFICATION 
BY  LAPAROSCOPY.   (Ger.)  Amman,  R.  (Univ.  Med. 
Polyclin,,  Zurich,  Switzerland),  0.  Zehender,  S. 
Jenny  and  G.  Bass.  Dtsah.   Med.    Woahensahr.    96(39): 
•1515-1519,  1971. 

10654  LIVER  ABSCESS.   (Ger.)   Leuschner,  U. 
(Univ.  Intern.  Med.  Ctr.,  Frankfurt/M.  , 

Germany).  Dtsah.   Med.    Woahensahr.    96(37) :  1 '♦76-1 '♦79, 
1971. 


10655     RENAL  DISTRESS  IN  CHOLOSTATIC  HEPATO- 
BILIARY DISEASES.   (Rum.)  Toader,  C. 
(3rd  Surg.  Clin.,  Cluj,  Rumania),  I.  Acalovschi 
and  A.  Ban.  Chirurgia    (Buaur.)    20(7) :607-6l8, 
1971. 


10660     CHANGES  IN  THE  LIVER  IN  PERIARTERITIS 

NODOSA.   (Rus.)   Gornak,  K.  A.  (1st 
Med.  Inst.,  Moscow)  and  G.  A.  Repina.  Arkh. 
Patol.    33(9): 56-62,  1971. 


10661  RATIONAL  USE  OF  LIVER  BIOPSY  IN  THE 
DIAGNOSIS  OF  HEPATIC  CANCER.   (E.) 

Conn,  H.  0.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.). 
Gastroenterology   62(1 )  :  l')2-l'»6  ,  1971. 

10662  USEFULNESS  OF  SULFOBROMOPHTHALEIN  TESTS 
FOR  THE  EVALUATION  OF  LIVER  FUNCTION 

IN  BILIARY  DUCT  ATRESIA  IN  CHILDREN.   (Pol.) 
Grochowski ,  J.  (Med.  Acad.  Inst.  Pediatr.,  Cracow. 
Poland),  M.  Gorska,  B.  Musial  Strojny  and  Z. 
Szafran.  Frzegl.   Lek.    11  {(>) -Ml-Ukk ,    1971. 


10663     A  SIMPLE  RADIOCHEMICAL  DETERMINATION 

OF  ARGINASE.   ITS  SERUM  LEVELS  IN  HEALTH 
)  Adlung,  J.  (Med, 
Lorentz  and  H. 

Klin.   Bioahem.   9(5): 


AND  IN  LIVER  DISEASE.  (Ger 
Acad.,  Lubeck,  Germany),  K. 
Grazikowske.  Z.  Klin.  Chem 
k\\-h\k,   1971. 


1066A     A  SENSITIVE  AUSTRALIA  ANTIGEN  COMPLEMENT 

FIXATION  TEST  (CFT)  AND  ITS  COMPARISON 
WITH  THE  OUCHTERLONY  AND  COUNTER  CURRENT  ELECTRO- 
PHORESIS TECHNIQUES.   (Ger.)   Kapp,  J.  F.  (Ruhr. 
U.  Essen  Clin.,  Germany),  P.  G.  Hoher  and  E. 
Kuwert.  Z.  Med.    Mikrobiol.    Immunol.    157(0  :58-7'», 
1971. 


10656     UNUSUAL  PROGRESS  OF  STAPHYLOCOCCAL  SEPSIS 

IN  A  lA-YEAR-OLD  GIRL.   (Cz.)   Filipova, 
J.  (Palacky  U.  Sch.  Med.,  Czechoslovakia),  0. 
Kuchar,  E.  Fargas  and  M.  Navratil.  Cesk.    Pediatr. 
26(7):3't7-3't9,  1971. 


10665     CRITICAL  CONSIDERATIONS  ON  THE  ALCOHOL 

TEST  OF  LIVER  EFFICIENCY.   (Pol.) 
Marcinkowski,  T.  (Med.  Acad.  Inst.  Med.,  Poznan, 
Poland).  Wiad.    Lek.    24(1 7)  :  I687-I69I  ,  1971. 


10657     NOTES  ON  THE  SPONTANEOUS  PATHOLOGY  OF 

THE  LABORATORY  DOG.   VIII.   MICROSCOPIC 
AND  ULTRASTRUCTURAL  STUDY  OF  HEPATIC  LESIONS  IN  A 
CASE  OF  PORTAL  HYPERTENSION.   (Fr.)   Verine,  H. 
(Edouard  Herriot  Hosp.,  Lyon,  France),  J.  Feroldi 
and  Y.  Mallet  Guy.  Bull.    Acad.    Vet.    Fr.    44(5): 
239-245,  1971. 


10658 


RIGHTSIDED  EXTENDED  HEPATECTOMY.   (Cz.) 
Placak,  B.,  J.  Halek,  J.  Horak  and  J. 

Jarkovsky.  Cesk.    Gastroenterol.    Vyz.    25(6): 

265-270,  1971. 


10659     METABOLIC  AND  HI STOPATHOLOG ICAL 

CONSEQUENCES  OF  A  FATTY  LIVER  DURING 


10666  THE  CYSTIC  VEIN  AS  A  BYPASS  IN  PORTAL 
VEIN  THROMBOSIS.   A  CASE  REPORT.   (E.) 

Mykinn,  A.  0.  (U.  Bergen  Gade  Inst.,  Norway)  and 
J.  F.  Ha  Worsen.  Acta  Chir.    Soand.    137(6): 
587-591,  1971. 

10667  HEMORRHAGE  OF  THE  DIGESTIVE  TRACT 
FOLLOWING  PORTACAVAL  SHUNT.   (Fr.) 

Papahaqi,  E.  (Inst.  Med.  Pharmaceut.,  Bucharest) 
and  Z.  Popovici.  J.    Chir.    (Paris)    102(3) : 227-236. 
1971. 

10668  PREGNANCY  FOLLOWING  THE  SURGICAL  TREAT- 
MENT OF  PORTAL  HYPERTENSION.   (E.) 

Niven,  P.  (St.  Bartholemew's  Hosp.,  London), 
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D.  Williams  and  R.  Zeegen.  Am.    J.    Obstet.    Gunecol 
110(8): 1100-1 112,  1971.  'yneooL. 


(Beaujon  Hosp. ,  Paris),  F.  Fekete  and  P.  De 
Lagausie.  Ann.    Radiol.    (Par-is)    14  (9-10)  :7'47-758 
1971. 


10669     PERCUTANEOUS  TRANSHEPATIC  CHOLANGIOGRAPHY, 
A  REPORT  OF  30  CASES.   (Fr.)   Nahum,  H. 


10670     ECK'S  FISTULA  ENCEPHALOPATHY  IN  GERMFREE 

DOGS.   (E.)   Nance,  F.  C.  (Louisiana 
State  U.  Sch.  Med.,  New  Orleans)  and  D,  G.  Kline 
Ann.    Surg.    1 7^*  (5) :  856-862 ,  1971. 


See 


also  numbers:   9893,  989^  100.1,  100.4,  ,0062,  ,01.0,  10,4..  ,0,.9.  ,016,,  10169.  10822, 
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10671     PATTERNS  OF  LIVER  INJURY  AFTER  FATAL 
BLUNT  TRAUMA.   (E.)   Hardy,  K.  J.  (U. 
Melbourne  Repatriation  Gen.  Hosp.,  Heidelberg, 
Australia).  Surg.    Gynecol.    Obstet.    13.(1): 
139-1.3,  1972. 

Tlie  pattern  of  liver  damage  was  examined  in  50 
victims  of  fatal  blunt  trauma  occurring  mostly 
in  automobile  accidents.   The  type  of  injury 
observed  was  a  shattering  and/or  a  splitting  with 
extensive  hematoma  formation.   The  most  frequent 
pattern  of  injury  was  a  shattering  of  the  right 
posterior-superior  aspect  of  the  liver  (.5). 
This  is  the  bursting  type  of  injury,  as  when  the 
dome  of  a  paper  bag  full  of  air,  bursts  after  it 
is  hit  suddenly,  or  when  a  steering  wheel  strikes 
the  body.   Surgical  access  to  this  area  being 
difficult,  mobilization  by  division  of  the  superior 
and  inferior  leaves  of  the  coronary  ligament  is 
necessary  to  inspect  and  treat  damage  in  this 
area.   Treatment  consists  of  right  hemihepatectomy. 
There  was  a  rarity  of  major  vessel  damage  or 
extension  of  injury  into  the  porta  hepatis. 


10672     GRANULOMATOUS  HEPATITIS  IN  A  PATIENT 

RECEIVING  ALLOPURINOL.   (E.)   Simmons, 
F.  (Roy.  Free  Hosp.,  London),  B.  Feldman  and  D. 
Gerety.   Gastroenterology  62 (l ): 101-10..  1972. 

An  alcoholic  patient  with  normal  liver  function 
received  100  mg  allopurinol  5  times  a  day  for  1 
month.   Despite  gradual  onset  of  a  low  grade 
fever,  weight  loss,  and  complaints  of  anorexia 
and  night  sweats,  progressive  improvement  in  renal 
function  was  noted.   However,  3  weeks  after 
allopurinol,  eosinophils  and  a  deterioration  in 
liver  function  were  observed.   Uric  acid  level 
was  ..1  mg/100  ml.   Liver  biopsy  at  1  month  re- 
vealed multiple,  non-caseating  epithelioid 
granulomas  chiefly  in  or  adjacent  to  portal 
triads,  focal  necrosis,  and  a  mild,  fatty  meta- 
morphosis.  Shortly  after  allopurinol  was  dis- 
continued the  patient  became  afebrile,  had  an 
increase  in  appetite  and  liver  biopsy  revealed 


complete  absence  of  granulomas.   Evidence  consistent 
with  drug-induced  hepatitis  and  histologic 
evidence  of  granulomatous  hepatitis  suggest  that 
allopurinol  caused  a  granulomatous  hepatitis. 


10673     9-a-FLUOROHYDROCORTISONE  INDUCED  ASCITES 

IN  ALCOHOLIC  LIVER  DISEASE.   (E.) 
Denison,  E.  K.  (550  Washington  St.,  San  Diego, 
Calif.),  F.  L.  Lieberman  and  T.  B.  Reynolds. 
Gastroenterology   6l(.,  Pt.  1):. 97-503,  1971. 

The  effect  of  9-a-f 1 uorohydrocort i sone  on  ascites 
induction  was  studied  in  1.  patients  with  alcoholic 
liver  disease  and  portal  hypertension.   All 
patients  were  able  to  excrete  sodium  normally  at 
the  time  that  9-oi-fl  uorohydrocort i  sone  was  begun. 
The  response  to  mi neralocort i coi d  administration 
differed  from  normal  in  that  weight  gain  was 
excessive  in  most  cases,  escape  from  sodium 
retention  failed  to  occur  in  6  trials,  and  ascites 
developed  in  9  of  16  trials.   All  patients  were 
able  to  excrete  large  amounts  of  sodium  and  to 
return  to  normal  sodium  balance  after  the  mineralo- 
corticoid  was  discontinued.  Although  those  who 
previously  had  had  ascites  were  likely  aga,in  to 
develop  ascites  with  mi neralocort icoid-i nduced 
sodium  retention,  those  who  never  had  ascites 
were  less  likely  to  develop  ascites  during  the 
study  and  were  better  able  to  escape  from  the 
sodium  retention  of  9-a-f 1 uorohydrocort i sone . 
The  only  significant  difference  between  the 
patients  with  and  without  a  history  of  ascites 
was  the  wedged  hepatic  vein  pressure  which  was 
higher  in  the  former  group. 


1067.     HEPATITIS  INDUCED  BY  METHYLDOPA  (ALDOMET) 

REPORT  OF  A  CASE  AND  A  REVIEW  OF  THE 
LITERATURE.   (E.)   Tysell,  J.  E..  Jr.  and  C.  M. 
Knauer  (Santa  Clara  Valley  Med.  Ctr.  ,  San  Jose, 
Calif.).  Am.   J.    Dig.    Dis.    1 6 (9) :8.9-855 ,  1971. 

Needle  biopsy  of  the  liver  of  a  38-yr-old  woman, 
seen  in  consultation  on  June  .,  I969.  showed 
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acute  hepatic  cellular  necrosis.   Hepatic  function 
tests  were  markedly  abnormal.   The  patient  had  a 
previous  diagnosis  of  active  hepatitis  in  \3b'i. 
At  that  time  her  hepatic  symptoms  developed  after 
2  months  of  methyldopa  therapy  (250  mg/day)  for 
persistent  hypertension.   Medication  was  dis- 
continued and  the  patient  made  an  uneventual 
recovery  in  3  months.   In  1966  the  patient  under- 
went a  cholecystectomy  and  an  open  biopsy  of  the 
liver  which  revealed  a  normal  hepatic  architecture 
with  a  mild  increase  in  mononuclear  cells  in  the 
portal  area.   No  blood  transfusion  was  necessary . 
Methyldopa  was  inadvertently  given  again  for 
persistent  hypertension  on  May  9,  1969  (250  mg 
b.i.d.).   Symptoms  developed  rapidly  and  the 
above  diagnosis  made.   An  uncomplicated  recovery 
was  made  when  the  drug  was  stopped.   Pathogenesis 
seems  based  on  hypersensitivity  rather  than 
toxicity.   A  histopathological  picture  indistin- 
guishable from  viral  hepatitis  is  presented  by 
the  hypersensitivity.  A  search  of  the  literature 
reveals  2  types  of  reaction:   a  more  common  more 
slowly  developing  hepatitis  and  a  rapidly  developing 
type. 

10675     ACUTE  ALCOHOLIC  HEPATITIS.   (Sp.) 

Teres,  M.  (Prov.  Clin.  Hosp.  ,  Barcelona, 
Spain),  M.  Bruguera,  J.  Rodes ,  J.  M.  Bordas  and _ 
J  Gilbert-Queralto.  Rev.   Esp.   Enferm.   Apar.   Dvg. 
35(7): 785-802,  1971. 

Bed  rest,  total  abstinence  from  alcohol  and 
conventional  vitamin  therapy  were  used  to  treat 
20  patients  with  histologically  confirmed,  acute 
alcoholic  hepatitis  (11  men,  9  women).   The  onset 
was  abrupt  in  all  cases  and  was  char=,cteri  zed  by 
jaundice  in  15  of  20,  acute  abdominal  pain  in  13 
of  20,  fever  in  12  of  20  and  nausea  and  vomiting 
in  8  of  20.   Hepatomegaly  was  seen  in  19  of  20, 
accompanied  by  splenomegaly  in  5  of  19.   Only  9 
of  20  showed  biopsy  evidence  of  cirrhosis.   Among 
\k   who  could  be  followed,  11  of  \h   experienced 
disappearance  of  the  presenting  symptoms  within 
l-h   weeks,  except  for  ascites  (present  in  A  of 
these  11),  which  required  up  to  hS   days  to  regress 
completely.   In  1  of  \h   complete  recovery  was 
delayed  for  h   months,  presumably  due  to  iatrogenic 
complications  following  exploratory  laparotomy; 
2  of  I'*  died  after  12  and  23  days,  resp,  in  the 
presence  of  acute  hepatic  insufficiency  and 
encephalopathy  (accompanied,  in  1  of  2,  by  renal 
insufficiency  and  gastrointestinal  hemorrhage). 


10676     REACTION  OF  THE  MONGOLIAN  GERBIL  TO  A 

CHOLESTEROL-CHOL I C  AC  I D-CONTA I N I NG 
GALLSTONE  INDUCING  DIET.   (E.)   Bergman,  F.  (U.. 


Umea  Dept.  Pathol.,  Sweden)  and  W.  van  der  Linden. 
Acta  Pathol.   Microbiol.    Soand.    [A]    79(5)  :'*76-'»b6, 
1971. 

Biochemical  and  morphologic  changes  in  the  develop- 
ment and  regression  of  gallstones  were  studied  in 
100  Mongolian  gerbils  following  prolonged  ad- 
ministration of  a  cholesterol-cholic  acid 
supplemented  diet.   After  k   months,  the  test 
group  showed  enlarged  yellow  steatotic  livers 
and  extremely  dilated  gallbladders.   Large 
accumulations  of  small  whitish  gallstones  con- 
sisting of  cholesterol  were  found  in  the  test 
group  and  none  were  found  in  the  controls.   In 
addition,  the  test  group  had  enlarged  spleens 
and  ascites.   Fatty  degeneration  with  massive 
intracellular  lipid  and  cholesterol  contents 
were  found  in  parenchymal  and  Kupffer  cells  and 
included  polymorphism  and  slight  fibrosis.   Gall- 
bladders were  slightly  fibrotic  with  atrophic 
ulcerated  mucous  membranes.   Lipid  and  cholesterol 
accumulations  were  also  found  in  the  reticulo- 
endothelial cells  of  the  lungs,  spleen,  lymph 
nodes,  kidney  and  adrenal  cortex.   Serum  cho  esterol 
levels  were  867  mg^o  in  the  test  group  and  10^ 
mgl  in  normal  controls.   Discontinuance  of  the 
special  cholesterol-cholic  acid  diet  showed  a_ 
gradual  return  to  normal  cholesterol  levels  w.th_ 
an  equally  slow  and  somewhat  incomplete  histological 
normalization.   The  gerbil  and  the  mouse  show 
some  differences  in  the  way  they  rid  themselves 
of  excess  cholesterol,  but  react  much  the  same 
to  a  cholesterol-cholic  acid  diet.   Since  the 
gerbil  showed  poor  tolerance  to  the  diet  over 
long  periods  of  time,  it  seems  to  be  a  less 
suitable  model  for  study. 


10677 

(Sp.) 

Spain) 

1971. 


ALTERATIONS  OF  TRANSFERRIN  IN  THE 

COURSE  OF  CHRONIC  HEPATIC  DAMAGE. 

Perez  Miranda,  M.  (U.  Navarra  Sch.  Med. 

Rev.   Med.   Univ.   Navarra   15(1): 1-1 8. 


10678  PROBLEM  OF  THE  HEPATIC  VEINS  DURING 
EMERGENCY  HEPATECTOMY  FOR  LIVER  TRAUMA. 

(Fr.)   Delvert,  B.  (CHU  Serv.  Clin.  Surg.  A 
Tours,  France),  J.  Delplace,  B.  Barjou  and  M. 
Vandooren.  J.    Chir.    (Paris)    102(1-2)  :85-9'», 
1971. 

10679  MORPHOLOGIC  CHANGES  IN  LIVER  AND  KIDNEY 
AFTER  IN  VIVO  FREEZING  WITH  CRYOPROBE. 

(E  )   Blackburn  ,T.~Dr(Ohio  State  U.  Coll.  Med., 
Columbus),  J.  E.  King,  W  G.  Pace  |nd  'J.  R. 
Thomford.  Cr^obiology  8(h) -.333-338,    1971. 


See  also  numbers:   100^*2,  lOO/tB,  10070 
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10680     THE  EFFECT  OF  DEFINED  PHYSICAL  EXERCISE 
urD.T.T.c    /"f  ^'^^^^   CONVALESCENCE  OF  VIRAL 
HEPATITIS    (E.)   Edlund,  A.  (U.  Uppsala  Dept. 

^:'s^\k  TsT'-  ''^''  '• '-'-''  ^^- 

The  effect  of  defined  physical  exercise  on  an 
ordinary  series  of  hospital  patients  of  both 
sexes  (10  women,  13  men)  with  serum  hepatitis 
(long  incubation  period)  was  studied.   The 
patients  were  treated  with  bedrest  until  the  SGPT 
va  ue  was  below  300  lU,  which  constituted  the 
onlycnterion  for  the  start  of  exercise  which 
consisted  of  bicycling  on  an  ergotometer  bicycle 
for  6  days.   No  enlargement  or  increased  tenderness 
of  the  liver  were  noted  during  the  period  of 
exercise.   In  19  of  the  23  patients  the  serum 
transaminase  and  bilirubin  levels  continued  to 
decrease  during  the  period  of  exercise,  while 

L"h\-k   K^"^'^/"  '"""^"^^  °f  ^he  transaminases 
and  bilirubin   At  the  follow-up  examinations  1, 

values  sholi.      '^'•''  ^'^^harge,  the  laboratory 
valuesshowed  a  progressive  return  to  normal  in 
essentially  the  same  way  as  has  been  observed  in 
a  convent. ally-treated  group  of  hepatitis  patients 
of  the  same  ages.   The  SCOT  and  SGPT  values 
exhibited  parallel  courses  at  this  stage  of  the 

Jo^nor^'l   %''r  ^'^  ^'"^^^  ^^^  '^^^    '°  return 
hosn?.Il\K  ^^  ^^  ""^^^^   ^^^^'   discharge  from  the 
hospital,  there  was  still  1  patient  with  pathologic 

after  theT  'hT''  /^°  P^*^'"""^^  "'"   "°'  ^^^urn 
\hXr   ^     ^-   ^  ^^^^  examinations  at  which  times 
their  transaminase  values  were  still  elevated. 

admitted  !'^"%Pf\'«"^s  were  narcotic  addicts  and 

dur  nn  Jh   '   J"^  '"'3'  "'"^^^^l  consumption 
during  the  convalescent  period.   Thus,  active 
reconditioning  early  during  the  convalescent 
period  in  this  group  did  not  lead  to  any  delav 
in  recovery  or  deleterious  effects  on  the  liver. 

10681     HEPATITIS-ASSOCIATED  ANTIGEN  (HAA)  IN 

POLAR  AREAS.   (E.)   Skinh^j,  P 
{Bispbjerg  Hosp.,  Copenhagen),  A.  McNair  and  I. 
Persson.  Soand.   J.    Infect  Dis.    3(3) :255-256, 

The  frequency  of  hepatitis-associated  antigen  in 
Green  anders  and  Icelanders  was  determined'us i^g 
ge  electrophores  s.  The  observed  frequency  of 
antigen  carriers  in  Greenlanders  was  2.31  in  a 
population  of  870  with  a  marked  incidence  in  ?he 
northern  areas  where  the  frequency  was  3.3^.  0? 
the  20  antigen-positive  individuals,  13  were 

acIi^^^^"'i^^•^^'"^''^^""  °^  3.21  in  males 
against  1.5%  in  females.   No  antibodies  were 
found  in  the  sera  of  218  Icelandic  and  600 
Greenland  subjects  tested.   The  high  incidence  of 
antigen  in  the  Greenlanders  appears  to  sipport  a 
theory  of  a  frequent  npnparenteral  transmission 
in  areas  with  poor  social  and  hygienic  conditions. 


Morris,  T.  Q.  (Columbia  U,  Coll.  Physicians  Sum 
New  York.  N.  Y.)  and  D.  J.  ^ocW.       llol     slo  ' 

Exp.    Bzol.  Med.    139(0:32-36,  I972. 

The  authors  describe  a  reliable  method  for  the 
production  of  a  modified  form  of  acute  infectious 
canine  hepatitis  (IC/,)  characterized  by  anorexia 
fever   lethargy,  elevation  of  serum  enzymes,  BSp' 
retention,  clotting  disorders,  and  a  protracted 
course  leading  to  recovery.   Experimental  animals 
weremongrel  dogs,  raised  in  isolation,  which 
received  an  inoculation  of  3OO  TCID50  of  the  virus 
(prepared  from  infected  liver  homoglnates)  into 
the  anterior  chamber  of  the  topically-anesthetized 
eye.   Hepatitis  with  a  severe  and  protracted 
course  (most  severe  at  7-10  days,  with  recovery 
ensuing  by  the  end  of  3  weeks)  was  produced  in  6 
of  7  dogs,  while  the  last  died  on  day  7  with 
severe  hepatitis  and  upper  gastrointestinal 
bleeding   Ata  time  of  only  slight  impairment  of 
hepatic  function  (as  measured  by  the  fractional 
clearance  of  BSP) ,  dogs  were  injected  with  hyper- 
immune antisera  obtained  from  an  adult  dog  which 
hadbeen  repeatedly  inoculated  wi th  the  infectious 
canine  hepatitis  virus.   Prior  to  infection  and 
until  administration  of  the  antisera,  sera  from 
all  dogs  were  free  of  neutralizing  antibody  to 
the  hepatitis  virus;  thereafter,  antibody  titers 
of  greater  than  1:500  were  found  in  all  serum 
samples. 
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10683     DETECTION  OF  HEPATITIS  ASSOCIATED 

rrcT    /  ^^■^"^E'^  BY  THE  LATEX  AGGLUTINATION 

Jfnl"  ,^   ?    .'r^^'^^  ^-  "•  ^''^'«'-  Ltd.,  Sandwich, 
^ir-   k   ^"9'3nd)  and  B.  J.  Ruck.  Bv.    Med.    J 
M5787):  597-598,  1971. 

The  latex  agglutination  test  works  well  with 
serum  or  plasma  that  has  been  stored  at  k°Z   for 
2*.  hr  but  very  fresh  plasma  may  cause  nonspecific 
agg  utination.   No  agglutination  was  seen  when 
whole  blood  or  whole  lysed  blood  was  used.   The 
test  was  evaluated  on  a  panel  of  60  sera  from 
NIH,  a  panel  of  28  hepatitis-associated  antigen- 
positive  sera  collected  for  antigen  purification 

nlJJl  '   T'"^    °^   "'  '^''   collected  from  presumed 
normal  volunteers.   The  latex  test  has  a  sensitivity 
comparable  to  counter-current  immuno-electrophoresis 
technique  and  nearly  equal  to  the  complement- 
fixation  test.   The  test,  utilizing  antiserum 
trom  guinea  pigs  immunized  with  the  antigen   is 
extremely  rapid  making  it  valuable  in  screening 
blood  donors  before  bleeding. 

1068/»     PERSISTENT  ANICTERIC  HEPATITIS  WITH 
nnw.,..    AUSTRALIA  ANTIGEN  IN  PATIENTS  WITH 
DOWN'S  SYNDROME.   (E.)   Sutnick,  A.  I.  (Inst 
Cancer  Res   Phi  lade  1  phi  a.  Pa.) ,  W.  T.  London, 
B  S.  Blumberg  and  B.  J.  S.  Gerstley.  Am.    J. 
Cl%n.   Pathol.    57(0:2-12,  I972. 

Forty-three  patients  with  Down's  syndrome  fn  whom 
Australia  antigen  was  detected  in  the  first 
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testing,  had  persistent  antigen  for  the  2-5  yr 
follow-up.   This  persistence  was  greater  than   _ 
that  in  patients  with  acute  hepatitis  or  leukemia. 
Significant  differences  were  also  seen  in  SGPI, 
SCOT  cephalin  f locculation,  thymol  turbidity, 
total  protein,  serum  albumin  and  BSP  retention 
between  patients  with  Down's  syndrome  with  and 
without  Australia  antigen.   With  the  exception 
of  BSP  retention  and  SCOT,  similar  differences^ 
were  seen  between  Down's  patients  with  the  antigen 
and  mentally  retarded  patients  with  diagnoses 
other  than  Down's  syndrome.   The  presence  of   _ 
Australia  antigen  was  associated  with  histologic 
abnormalities  on  biopsy  of  the  liver,  although 
some  patients  with  persistent  antigen  showed  no 
signs  of  hepatic  disease.   Institutionalized 
patients  with  Down's  syndrome  probably  represent 
a  previously  unsuspected  reservior  of  an  agent 
responsible  for  human  viral  hepatitis. 

10685     A  STUDY  OF  AUSTRALIA  ANTIGEN  AND  ITS 

CORRESPONDING  ANTIBODY  IN  PATIENTS 
WITH  VIRAL  HEPATITIS  AND  CIRRHOSIS  OF  THE  LIVER. 
(Fr  )   Geffroy,  Y.  (C.  Nicolle  Hosp.,  Rouen, 
France)   R.  Colin,  B.  Paillot  and  M.  Segrestin. 
Avc-h.   fv.   Mai.   App.    Dig.    60(12)  =673-675,  1971. 

Australia  antigen  was  demonstrable  in  3^   of  75 
patients  with  virus  hepatitis  {k5.^%),    including 
21  of  30  (701)  of  those  with  a  history  of  trans- 
fusion or  parenteral  injection  during  the  preceding 
6  months  and  1  ^4  of  '♦5  (31. 2°^)  of  those  without 
such  a  history.   In  terms  of  a  different  sub- 
grouping,  it  was  found  in  18  of  52  i3k.e%)    of 
those  who  experienced  a  favorable  outcome  within 
3  months;  15  of  22  (68°^)  of  those  who  did  not. 
The  antigen  was  also  demonstrable  in  2  of  7 
patients  with  jaundice  secondary  to  alcoholic  _ 
cirrhosis  of  the  liver,  3  of  1 1  with  posthepatic 
cirrhosis,  none  of  60  with  alcoholic  cirrhosis  _ 
but  no  jaundice,  none  of  3  with  biliary  cirrhosis, 
not  in  the  1  with  cardiac  cirrhosis  and  none  ot 
6  with  cirrhosis  of  undetermined  origin. 

10686     VIRAL  HEPATITIS,  AUSTRALIA  ANTIGEN  AND 
PERIARTERITIS  NODOSA.   (Fr.)   Geffroy, 
Y   (CHR  Clin.  Med.  Serv.,  Rouen,  France),  M. 
Searestin.  R.  Colin,  J.  Hemet  and  G.  Cayron. 
Arch     Fr.   Mai.   App.    Dig.    60(12) =685-687,  1971. 

Two  months  after  i .m.  injection  of  gamma  globulin 
for  acute  urticaria,  a  38-yr-old  man  developed 
persistent  fever,  myalgia,  arthralgia  and  pro- 
qressive  weight  loss  and  asthenia.   At  the  time 
of  hospitalization,  1  month  later,  an  association 
of  cytolytic  viral  hepatitis  with  periarteritis 
nodosa  was  confirmed  by  liver  and  muscle  biopsies, 
with  the  latter  demonstrating  the  presence  ot  _ 
necrosing  panarteritis.   At  the  time  of  admission, 
Australia  antigen  was  demonstrated  twice,  at  a_ 
7-day  interval,  but  could  not  be  demonstrated  in 
3  subsequent  attempts.   It  is  suggested  that  the  ^ 
periarteritis  nodosa  was  secondary  to  the  hepatiti 
rather  than  a  concurrent  disorder. 


10687     AUSTRALIA  ANTIGEN,  VIRAL  HEPATITIS  AND 
PERIARTERITIS  NODOSA.   (Fr.)   Trepo,  C. 
(Red  Cross  Hosp.,  Lyon,  France)  and  ".  Girard. 

Arch.   Fr.  Mai.  App.   Dig.   60 (12) =687-688,  1971. 

In  7  patients  (6  of  7  reported  previously), 
Australia  antigen  was  demonstrable  in  the  presence 
of  periarteritis  nodosa  alone  C)  of  7)  or  associated 
with  hepatitis  (2  of  7)  or  biliary  cirrhosis  (1 
of  7).   In  5  of  7  some  form  of  transient  hepatic 
dysfunction  had  been  evidenced  prior  to  the 
presenting  illness.   In  3  of  7,  a  strong  probability 
of  contagion  was  suggested  by  the  history,  in- 
cluding 1  patient  whose  wife  was  found  to  be  a_ 
healthy  carrier  of  the  antigen.   In  a  correlative 
study,  Australia  antigen  was  demonstrated  in  the 
sera  of  3  of  11  patients  presenting  with  peri- 
arteritis nodosa. 

10688     ANTIGEN  ASSOCIATED  WITH  HEPATITIS  IN 

CASES  OF  SUBACUTE  AND  CHRONIC  HEPATITIS 
AND  IN  PATIENTS  WITH  CIRRHOSIS.   (Fr.) 
Demeulenaere,  M.  (U.  Ghent  Intern.  Med.  Serv., 
Belgium).  Arah.   Fr.   Mai.    App.    D%g.    bO(M): 
i>lQ-(>ll,    1971. 

Australia  antigen  was  demonstrable  in  5  of  108 
patients  with  subacute  Type  A  virus  hepatitis; 
12  of  20  with  Type  B;  6  of  10  in  whom  the  type 
could  not  be  established;  19  of  bk   with  chronic 
hepatitis;  none  of  9  with  hepatitis  secondaryto 
infection;  22  of  '48  with  postnecrotic  cirrhosis 
of  the  liver;  3  of  22  with  septal  cirrhosis;  none 
of  3  with  primary  biliary  cirrhosis.   In  cirrhotic 
patients  only,  the  persistent  presence  of  the 
antigen  was  associated  with  rapid  development  of 
decompensation;  its  absence,  with  significantly 
slower  development  in  this  respect;  its  periodic 
appearance  and  disappearance,  with  intervals  of 
exacerbation  and  improvement,  resp. 

10689     AUSTRALIA  ANTIGEN  AND  THE  DEMONSTRATION 

OF  HEPATIC  DISORDERS  IN  A  POPULATION 
OF  BLOOD  DONORS.   CLINICAL  AND  B'OLOGIC  STUDIES 
BIOLOGIC  FOLLOW-UP  OF  SEVERAL  TRANSFUSED  SUBJECTS. 
(Fr.)   Migeotte,  P.  (Inst.  Med.,  Liege,  Belgium), 
M.  Otto-Servais,  J.  Brocteur,  G.  Plomteux,  L. 
Tuvters,  C.  Heusghem  and  A.  Andr€.  Aroh.    Fr. 
Mai.   App.    Dig.    60(12)  =637-6'»8.  1971. 

Increased  levels  of  SCOT,  SGPT  and  o'-";thine 
carbamyl  transferase  were  found  in  6.3/0  ot  ^iyi 
blood  donors  at  a  Belgian  medical  center  while 
0.2^0  of  those  also  tested  routinely  for  Australia 
antigen  showed  the  presence  of  the  antigen.   In 
a  group  which  was  studied  in  greater  depth,  _ 
serum  enzyme  levels  were  normal  in  9_ot  bu,  in 
the  presence  of  the  antigen,  suggesting  tnat 
they  were  healthy  carriers.   Enzyme  levels  were 
increased  significantly  in  the  rest  of  the  s  udy 
aroup:   in  the  presence  of  the  antigen,  in  lb 
o  ;?;  in  its  absence,  in  26  of   I •  .Spontaneous 
,    normalization  of  all  laboratory  findings  within 
•    6  months  suggested  that  10  of  M  were  suffering 
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from  mild,  asymptomatic,  viral  hepatitis  at  the 
time  of  the  screening  tests.   In  31  of  4],  the 
lack  of  such  normalization  was  accompanied  by 
positive  demonstration  of  some  chronic  liver 
disorder.   In  a  follow-up  study  of  transfused 
patients,  all  3  who  received  blood  from  donors 
with  Australia  antigen  (accompanied  by  increased 
serum  enzyme  levels,  as  above,  in  2  of  3)  developed 
both  abnormalities  within  8-12  weeks.   Hepatitis 
also  developed  in  2  of  3.   In  2  of  9  who  received 
blood  from  donors  with  increased  serum  enzyme 
levels  but  no  Australia  antigen,  similarly  in- 
creased enzyme  levels  developed  within  3  and  5 
weeks,  resp.   In  an  additional  1  of  9,  an  anti- 
Australia  antibody  was  demonstrable,  13  weeks  after 
transfusion. 


10690     POLYARTERITIS  ASSOCIATED  WITH  AUSTRALIA 

ANTIGEN-POSITIVE  HEPATITIS.   (E.) 
Baker,  A.  L.  (Tufts-New  England  Med.  Ctr.,  Boston) 
M,  M.  Kaplan,  W,  C.  Benz,  J.  S.  Sidel  and  H.  J. 
Wolfe.  Gastroenterology  62  {])  •.]QS-]]0,    1972, 

A  30-yr-old  registered  nurse,  with  a  4-mo  history 
of  tiredness,  developed  migratory  polyarthritis 
daily  fever  to  I02°F,  and  a  transient  pretibial' 
maculopapular  rash,  2  weeks  prior  to  admission. 
Abdominal  examination  was  normal  except  for 
tenderness  to  deep  palpation  in  right  upper 
quadrant.   Laboratory  studies  confirmed  the 
suspicion  of  hepatitis:   serum  positive  for 
Australia  antigen,  elevated  SCOT,  and  SGPT  and 
alkaline  phosphatase.   Two  weeks  later,  a  transient, 
painful,  red  nodule  appeared  on  her  left  elbow 
associated  with  paresthesias  and  numbness  in  the 
left  ulnar  nerve  distribution.  A  biopsy  of  the 
left  ulnar  musculature  revealed  marked  inflammation 
of  the  medium-sized  arteries  consistent  with 
polyarteritis.  Australia  antigen  was  detected  in 
involved  arteries  by  immunofluorescence,  using 
fluorescein-labeled,  purified  antibody  to  Australia 
antigen. ^  Arteritis  was  probably  due  to  deposition 
in  arteries  of  immune  complexes  formed  by 
Australia  antigen  and  antibody. 


10691     PERIARTERITIS  NODOSA,  AUSTRALIA  ANTIGEN 

AND  LYMPHATIC  LEUKEMIA.   (E.)   Gerber 
M.  A.,  A.  Brodin,  D.  Steinberg,  S.  Vernace,  C.-P 
Yang  and  F.  Paronetto  (Mt .  Sinai  Sch.  Med,,  New 
York,  N.  Y.).  N.    Engl.    J.    Med.    286  (I )  :  l/»-l  7,  1972. 

A  29-yr-old  female  presented  with  petechiae, 
ecchymoses  and  hepatosplenomegaly.   With  a  diagnosis 
of  acute  lymphatic  leukemia  she  was  treated  with 
vincristine,  prednisone  and  platelet  transfusions 
and  later  with  cyclophosphamide.   She  was  readmitted 
it  months  later  with  abdominal  discomfort,  shortly 
after  her  husband  had  been  hospitalized  with 
hepatitis,  without  demonstration  of  Australia 
antigen  in  his  blood.   Her  liver  transaminases 
were  elevated,  while  alkaline  phosphatase  and 
bilirubin  were  normal.   Her  serum  was  strongly 
positive  for  Australia  antigen  and  she  was  dis- 
charged 1  month  later  with  normal  transaminase 


levels.   She  was  readmitted  1  month  later  with 
severe  abdominal  pain  and  vomiting.   Bowel  sounds 
were  normal,  there  was  no  hepatosplenomegaly, 
but  there  was  suprapubic  tenderness.   Some  liver 
enzymes  were  elevated  and  the  serum  was  strongly 
positive  for  Australia  antigen.   There  were  no 
circulating  immune  complexes  in  the  serum.   Pain 
persisted  for  3  weeks  and  exploratory  laparotomy 
revealed  the  entire  small  intestine  (Ligament  of 
Treitz  to  distal  ileum)  showing  patchy  necrosis. 
She  died  1  month  later.   Gross  and  light  microscopic 
examination  showed  the  vascular  abnormalities  of 
periarteritis  nodosa  and  Australia  antigen  was 
detected  in  these  localized  lesions  in  the  absence 
of  immunoglobulins  or  complement.   Fluorescent- 
antibody  examination  showed  both  IgG  and  Australia 
antigen  in  hepatocellular  nuclei. 


10692     TWO  CASES  OF  TRUE  HETEROTOPIC  TRANSPLANT 

OF  BABOON  LIVER  INTO  PATIENTS  WITH 
ACUTE  FULMINATING  HEPATITIS.   (Fr.)   Pouyet,  M. 
and  P.  Berard.  Lyon  Chir.    67(A) :288-29l ,  1971 ] 

A  28-yr-old  woman  with  acute,  fulminating  hepatitis 
had  fallen  into  coma,  accompanied  by  severe  EEG 
abnormalities  and  acute  respiratory  difficulties. 
Two  days  after  the  apparently  successful  trans- 
plant of  a  baboon  liver,  a  biopsy  puncture  of 
the  transplant  was  followed  by  hemothorax  and 
massive  hemoperi toneum,  although  necropsy  suggested 
that  the  transplant  was  essentially  normal 
histologically.   When  a  3'i-yr-old  woman  with  the 
same  disorder,  also  in  coma,  received  a  similar 
transplant,  she  died  on  the  following  day.   In 
this  case  autopsy  findings  confirmed  acute  re- 
jection of  the  transplant. 


10693     ANTIBODY  AGAINST  SERUM-HEPATITIS  ANTIGEN. 

PREVALENCE  AND  POTENTIAL  USE  AS  IMMUNE 
SERUM  GLOBULIN  IN  PREVENTION  OF  SERUM-HEPATITIS 
INFECTIONS.   (E.)   Prince,  A.  M.  (New  York  Blood 
Ctr.,  N.  Y.),  W.  Szmuness,  K.  R.  Woods  and  G.  F. 
Grady.  N.   Engl.   J.   Med.    285 (17) :933-938,  I971. 

The  recent  discovery  that  three  10  ml  doses  of 
conventional  gamma  globulin  was  without  meVit  in 
the  prevention  or  modification  of  serum  hepatitis 
(SH,  Austral ia/HAA)  has  increased  the  search  for 
agents  that  may  be  specific  in  the  prevention  of 
serum  hepatitis.   Serum  hepatitis  antibody  content 
of  conventional,  convalescent,  and  hyperimmune 
gamma  globulin  were  determined  by  the  passive 
hemagglutination  method;  a  highly  sensitive  assay 
method.   Serum  hepatitis  antibody  was  detected 
at  low  titer  in  conventional  gamma  globulin  (less 
than  1:2  to  1 :6'*)  in  contrast  to  1:512,000  in 
hemophilic  plasma  containing  serum  hepatitis 
immune  globulin  precipitating  antibody.   Injection 
of  serum  hepatitis  immune  globulin  in  controlled 
institutional  studies  caused  the  appearance  of 
serum  hepatitis  antibody  that  remained  detectable 
for  2  months  in  50^  of  the  patients.  Antibody 
levels  were  due  to  the  passive  administration  of 
serum  hepatitis  immune  globulin.   It  is  necessary 
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to  approach  the  use  of  serum  hepatitis  immuno- 
globulin with  care  and  caution  because  the  risk 
of  the  chronic  carrier  state  and  the  nature  of 
hepatic  damage  has  not  been  defined. 

lOegi*     IMMUNOSUPPRESSION,  LIVER  INJURY,  AND 

HEPATITIS  IN  RENAL,  HEPATIC,  AND  CARDIAC 
HOMOGRAFT  RECIPIENTS:   WITH  PARTICULAR  REFERENCE 
TO  THE  AUSTRALIA  ANTIGEN.   (E.)   Torisu,  M.  (U. 
Colorado  Sch.  Med.,  Denver),  T.  Yokoyama,  H. 
Amemiya,  P.  F.  Kohler,  G.  Schroter,  G.  Martineau, 
I.  Penn,  W.  Palmer,  C.  C.  Halgrimson,  C.  W. 
Putnam  and  T.  E.  Starzl.  Ann.    Surg.    1  ?'♦('♦): 
620-639,  1971. 

Blood  samples  from  225  normal  volunteers,  83  renal 
homograft  recipients,  10  liver  replacements,  and 
one  cardiac  recipient  were  investigated  for 
Australia  (Au)  antigenemia.   A  comparison  was 
made  of  the  effectiveness  of  hepatic  detection 
tests  in  immunosuppressed  patients  and  their 
clinical  course  followed.   Sensitive  complement 
fixation  tests  detected  Au  antigenemia  in  2S%   of 
the  patients.   This  antigenemia  persisted  and^ 
these  organ  recipients  became  infectious  carriers, 
accounting  for  the  high  incidence  of  hepatitis 
in  those  that  care  for  these  patients.   Liver 
disease  that  follows  renal  transplantation  is  not 
associated  with  the  presence  or  absence  of  Au 
antigen.   Ant i -complementary  activity  was  elevated 
in  asymptomatic  and  symptomatic  Au  antigen  carriers 
with  renal  transplants.   Ant i -complementary 
activity  was  never  abnormal  in  Au  antigen-negative 
individuals.   Liver  recipients  with  and  without 
Au  antigenemia  had  elevated  anti-complementary 
activity  titer.   A  patient  dying  of  chronic 
aggressive  hepatitis,  Au  positive,  had  liver 
replacement  followed  by  immunosuppressive  therapy. 
Au  antigen  disappeared  within  minutes  of  host 
hepatectomy  and  suggested  the  liver  as  a  primary 
source.   Au  antigen  returned  80  days  after  trans- 
plantation.  Recurrent  hepatitis  was  diagnosed 
and  the  patient  is  Au  antigen  positive  8  months 
after  transplantation. 


10695     POST-TRANSFUSION  HEPATITIS  -  EFFECT  OF 
MODIFIED  GAMMA  GLOBULIN  ADDED  TO  BLOOD 
IN  VITRO.   (E.)   Katz,  R, ,  J.  Rodriguez  and  R. 
Ward  (child.  Hosp.,  Los  Angeles,  Calif.).  N. 
Engl.   J.   Med.    285(17) : 925-932,  1971. 

The  incidence  of  post-transfusion  hepatitis  with 
jaundice  was  significantly  reduced  in  patients 
receiving  modified  gamma  globulin  added  to  blood 
before  transfusion  when  compared  with  controls 
receiving  unmodified  blood.   Five  patients  of  a 
total  of  1,970  patients  receiving  gamma  globulin 
with  blood  acquired  icteric  hepatitis  but  no 
severe  cases  were  observed  while  18  of  2019 
patients  given  blood  without  gamma  globulin 
developed  hepatitis  with  6  severe  cases  and  2 
deaths.   A  third  group  of  2137  patients  received 
no  blood,  one  person  developed  icteric  hepatitis. 
The  incidence  of  anicteric  hepatitis  was  the  same 


in  the  2  blood-receiving  groups.   The  overall 
difference  between  those  receiving  modified 
gamma  globulin  and  the  controls  could  have  occurred 
by  chance-alone  only  once  in  100  times.   Standard 
gamma  globulin  was  modified  by  hydrolysis;  10  ml 
of  (>%   solution  of  gamma  globulin  was  added  to 
each  unit  of  blood  prior  to  transfusion.   No 
adverse  reaction  to  i.v.  use  of  modified  gamma 
globulin  was  noted.   This  procedure  was  superior 
to  that  of  i .m.  injection  of  gamma  globulin 
following  transfusion. 

10696     AUSTRAL  I A/SH  ANTIGEN:   APPLICATION  OF 

IMMUNODIFFUSION  AND  COMPLEMENT  FIXATION 
TESTS  TO  A  CONSECUTIVE  SERIES  OF  PATIENTS  WITH 
ACUTE  AND  CHRONIC  VIRAL  HEPATITIS.   (E.)   Hersh, 
T.  (Brown  U.  Rhode  Island  Hosp.,  Providence),  N. 
Sakurada  and  J.  Mel  nick.  Am.    J.    Gastroenterol. 
57(2):109-119,  1972. 

A  study  was  made  of  the  sera  from  137  patients 
with  viral  hepatitis,  20  with  chronic  active 
hepatitis,  8  with  anicteric  hepatitis,  50  controls 
with  other  liver  disease,  and  in  11  drug  addicts 
for  Au/SH  antigen.   Each  sample,  a  frozen  ad- 
missions sample  plus  additional  consecutive  samples, 
was  tested  by  immunodiffusion  and  by  complement 
fixation  techniques.   Standard  serum  determinations 
were  also  performed.   Two-thirds  of  thepatients 
with  clinical  serum  hepatitis  and  28^  with  a 
diagnosis  of  infectious  hepatitis  had  a  positive 
test  for  Au/SH  antigen,  usually  by  both  techniques. 
Of  8  addicts  with  a  diagnosis  of  anicteric 
hepatitis,  6  were  positive  whereas  7  of  20 
patients  with  chronic  active  hepatitis  had  Au/SH 
antigen.   None  of  the  50  patients  with  other 
diseases  of  the  liver  were  Au/SH-posi ti ve  by 
either  test.   The  detection  of  antigen  was  noted 
in  the  initial  sample  of  sera  of  the  patients 
with  acute  viral  hepatitis  and  became  negative 
as  the  jaundice  and  other  tests  reverted  to  normal. 
Anticomplementary  activity  was  present  in  sera 
of  25  hepatitis  patients  and  decreased  as  the^ 
icterus  developed  and  was  sometimes  detected  in 
the  convalescent  sera.   The  occurrence  Au/SH 
antigen  in  the  blood  of  drug  addicts  with  sub- 
clinical hepatitis  makes  it  imperative  that  a 
more  sensitive  and  rapid  screening  test  be 
developed  since  immunodiffusion  alone  did  not 
detect  the  antigen  in  all  cases. 

10697     IMPLICATIONS  OF  RED  CELL  WASHING  FOR 

HEPATITIS  TRANSMISSION.   (E.)   Hinman, 
J,  (Blood  Res.  Inst.,  Boston,  Mass.)  and  J.  L. 
Tullis.  Vox  Sang.    2Q{S):hkQ-kh\ ,    1971. 


10698     IMMUNOPATHOLOGiC  REACTIONS  IN  ACUTE 

AND  CHRONIC  DISEASES  OF  THE  LIVER  W  TH 
SPECIAL  REFERENCE  TO  HEPATITIS  ASSOCIATED  ANTIGEN 
(HAA).   (Ger.)   Berg ,  P.  A. _ (Uni v.  Med   Kl , n. 
Tubingen,  Germany).  Therap%ewoohe   2U3'»J  = 
2328-2335,  1971. 
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10699     AUSTRALIA  ANTIGEN  IN  SINGAPORE.   I. 

FREQUENCY  IN  BLOOD  DONORS.   (E.)   Ong , 
Y.  W.  (U.  Singapore  Sch.  Med.),  S.  B.  Kwa  and 
C.  S.  Ying.  Singapore  Med.    J.    12 (4) : 189-192 
1971. 


10700     THE  ROLE  OF  HOSPITALIZATION  IN  THE 

PREVENTION  OF  SECONDARY  I NTRAFAM I L I AL 
CASES  OF  VIRAL  HEPATITIS.   (Pol.)   Gajda,  A. 
(Med.  Acad.  Inst.  Infect.  Dis.,  Gdansk,  Poland), 
Przegl.   Epidemiol.    25 (2) . -299-301 ,  1971.  - 


10701     VALUE  OF  BLOOD  AMMONIA  DETERMINATIONS 

IN  ACUTE  FULMINANT  HEPATITIS.   (Fr.) 
Imler,  M.  (CHU  Med.  Clin.  B,  Strasbourg,  France), 
R.  Bockel,  B.  Peter  and  J.  Stahl .  Sahweis.    Med. 
Woohensahr.    1 01 (32) : 1 161-1 171 ,  1971. 


10702     EVOLUTION  OF  LACTOI SOENZYME  DETERMINA- 
TIONS IN  FIVE  CASES  OF  ACUTE  HEPATITIS, 
(Sp.)   Vazquez  Cano,  J.  A.  (La  Paz  City  Sanit., 
Madrid)  and  J.  Martin  Villar.  Bev.    Diaqn.    Biol. 

loW-.k-is-kki,   1971.  ^ 


10703     RED  CELL  SURVIVAL  IN  ACUTE  HEPATITIS. 
(Dan.)   Enk,  B.  (Frederiksberg  Hosp., 
Copenhagen)  and  T.  Friis.  Nord.    Med.    86 (AO)- 
11^8-1150,  1971. 


\010h  RELATIONSHIP  OF  HEPATITIS  ASSOCIATED 

ANTIGEN  (H.A.A.)  TO  ACUTE  AND  CHRONIC 
LIVER  INJURY.   (E.)   Dudley,  F.  J.  (Roy.  Free 
Hosp.,  London),  R.  A.  Fox  and  S.  Sherlock 
Lancet   2(77^) :  1-3,  1971. 


Cancer  Res.,  Philadelphia,  Pa.),  H.  Hutanen  and 
F.  Merino.  Res.    Comrmm.    Chem.    Pathol.    Pharmaaol. 
2('»-5):667-686,  1971. 


10707     THE  INCIDENCE  OF  AUSTRALIA  ANTIGEN  IN 
BLOOD  DONORS  AND  IN  CERTAIN  HIGH  RISK 
PATIENT  POPULATIONS.   (E.)   Nelson,  M.  (Australian 
Red  Cross  Soc.  Blood  Transfus.  Serv. ,  Sydney) 
and  B.  Cooke,  Med.    J.   Aust.    1  (I8)  :950-95ii ,  I97I. 


10708     SIX  CASES  OF  POSTHEPATITIS  BONE  MARROW 

APLASIA,   (It,)   Perugini,  S.  (Univ, 
Inst.  Med.  Pathol.,  Pavia,  Italy),  A.  Morini,  G. 
Fontana  and  A.  U.  Di  Prisco.  Minerva  Med. 
62 (59-60) :288A-2891,  1971. 


10709  PROTEOLYTIC  ACTIVITY  OF  FECES  IN  VIRUS 
HEPATITIS.   (Pol.)   Halawa,  B.  (Med. 

Acad,  Inst.  Intern.  Dis.,  Wroclaw,  Poland)  and  A. 
Gladysz.  Pol.    Tyg.    Lek   26 (33) : 127A-1276  ,  I97I. 

10710  USE  OF  PEPSIN-TREATED  HEPATITIS  ASSOCIATED 
ANTIGEN  IN  THE  PRODUCTION  OF  PRECIPITATING 

ANTIBODY.   (E.)   Kim,  C.  Y.  (City  Hosp.,  Boston. 
Mass.),  J.  Spano  and  G.  E,  Clark,  J.    Infeat. 
Dis.    ]2kili):li]]-li]k,    1971. 


10711     THE  AUSTRALIA  ANTIGEN  AND  ACUTE  HEPATITIS, 

PRELIMINARY  STUDY  IN  SPORADIC  CASES  OF 
ACUTE  VIRAL  HEPATITIS  OBSERVED  IN  LISBON,   (Por.) 
Moura,  M.  C,  (Univ,  Pathol,  Med.  Clin,,  Lisbon, 
Portugal)  and  M,  B,  0.  Abreu.  J.   Med.    (Porto) 
76(1^*92)  :591-598,  197I. 


10705     HEPATITIS  ASSOCIATED  ANTIGEN  (AUSTRALIA 
ANTIGEN)  IN  MASSACHUSETTS  BLOOD  DONORS. 
(E.)   Kliman,  A,  (Massachusetts  Red  Cross  Blood 
Program,  Boston),  N,  R.  Reid,  C.  Lilly  and  J 
Morrison.  N.    Engl.    J.    Med.    285(1^) :783-785  '197I 


10706     AUSTRALIA  ANTIGEN:   PHYSICAL  AND  CHEMICAL 
PROPERTIES.   (E.)   Millman,  I,  (Inst. 


10712     AUSTRALIA  ANTIGEN  AND  ANTINUCLEAR 

FACTORS:   ASSOCIATION  IN  A  PATIENT 
WITH  HEPATIC  DISEASE  AND  A  BLOOD  DONOR, 
Sennekamp,  J,  (Univ,  Med,  Clin., 
B,  Eggeling  and  H,  Otten,  Dtsah 
96(39)  :15'»0-15'»1,  1971. 


10713 


(Ger,) 
Bonn,  Germany) , 
Med.    Woohensahr. 


HEPATITIS  PRESENTING  AS  TRANSIENT 
URTICARIA,   (E.)   Ljunggren,  B,  (U. 
Lund.  Dept.  Dermatol.,  Malmo)  and  H.  Moller. 
Acta  Derm.    Venereal.    (Stookh.)   51  C*) -295-297 
1971.  ' 
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lOyii*     SERUM  COLLAGEN-LIKE  PROTEIN  IN  PATIENTS 

WITH  CHRONIC  LIVER  DISEASE.   (E.) 
Hirayama,  C  (Kyushu  U.  Sch.  Med.  Fukuoka,  Japan), 
M.  Kawabe,  I.  Morotomi  and  N.  Kimura.  Digestion 
5(0:31-39,  1972. 

Hot  trichloracetic  acid  extraction  was  a  reliable 
method  for  the  determination  of  serum  collagen- 
like protein.   This  protein  behaved  as  a  macro- 
molecular  form  and  migrated  electrophoretical ly 
in  the  beta  -  gamma  -  globulin  region.   In 
patients  with  chronic  liver  diseases,  the  serum 
levels  of  collagen-like  protein  did  not  reflect 
the  grade  of  hepatic  fibrosis  but  the  activity 
of  hepatic  fibrosis.   The  highest  level  of 
collagen-like  protein  was  found  in  sera  of  chronic 
active  hepatitis.   Thus  serum  levels  of  this 
protein  may  be  a  useful  parameter  in  the  diagnosis 
of  the  active  process  of  hepatic  fibrosis.   Serum 
collagen-like  proteins  are  not  elevated  in  liver 
disease  as  a  result  of  decreased  breakdown. 

10715      IMMUNOSUPPRESSIVE  THERAPY  AND  MODERATELY 

ACTIVE,  AGGRESSIVE,  CHRONIC  HEPATITIS 
OR  MODERATELY  ACTIVE,  NON-ALCOHOLIC  CIRRHOSIS. 
(Fr.)   de  Groote,  J.  (St.  Raphael  Acad.  Hosp., 
Leuven,  Belgium),  J.  Fevery  and  J.  Vandenbroucke. 
Arah.    Fr.   Mai.   App.    Dig.    60(12)  :66i»-669,  1971. 

Australia  antigen  was  demonstrable  in  l^i  of  27 
patients  with  chronic  hepatitis,  but  only  in  1 
of  12  with  non-alcoholic  cirrhosis.   Following^ 
an  unspecified  period  of  medication  with  azathio- 
prine  or  a  combination  of  azathioprine  (50-100  mg 
per  dose)  and  prednisone  (15-20  mg  per  dose)  all 
laboratory  findings  were  normal  in  10  of  27 
hepatitis  and  3  of  12  cirrhotic  patients,  with  no 
apparent  difference  exerted  by  the  presence  or 
absence  of  the  antigen.   Recurrences  were  seen^ 
in  5  of  9  hepatitis  patients  whose  liver  biopsies 
were  essentially  normal  at  the  time  medication 
was  terminated.   Recurrence  was  also  seen  in  1  of 
7  cirrhotic  patients  in  whom  medication  was 
terminated  in  the  presence  of  continued,  presumably 
residual,  hepatic  dysfunction.   Two  illustrative 
case  histories  are  cited. 


(E.)   Keusch,  G.  T.,  M.  M.  Kaplan  (Tufts-New 
England  Med.  Ctr.,  Boston,  Mass.),  D.  Smith  and 
P.  Ravanesi.  Gastroenterology  (>2  {2)  :  307- 'i^'i, 
1972. 

A  single  case  is  presented  of  a  52-yr-old  nurse 
who  presented  with  painless  jaundice,  intermittent 
pruritus  and  a  15-pound  weight  loss  over  at  least 
12  months.   A  percutaneous  needle  biopsy  of  the 
liver  showed  chronic  aggressive  hepatitis  with 
early  cirrhosis  and  she  was  discharged  on  30  mg/day 
of  prednisone.   Liver  function  tests  failed  to 
improve  and,  ^   weeks  later,  prednisone  was  in- 
creased to  h5   mg/day.   With  no  response  after  3 
months,  prednisone  was  tapered  and  she  was  placed 
on  150  mg/day  of  azathioprine  for  1  year.   With 
increasing  hepatomegaly  and  the  onset  of  splenomegaly 
a  repeat  liver  biopsy  showed  marked  progression 
to  postnecrotic  cirrhosis.   Azathioprine  was  dis- 
continued and  she  continued  asymptomatic  ^'or  18 
months  on  no  medication,  returning  with  clinical 
jaundice,  fatigue  and  anorexia.   Four  months 
later  C*  yr  after  initial  presentation)  she 
developed  severe  diarrhea  and  was  admitted  several 
weeks  later  in  deep  coma.   On  examination  she  was 
deeply  jaundiced,  afebrile  and  dehydrated. 
Laboratory  data  were  consistent  with  a  decreased 
extracellular  fluid  space  secondary  to  diarrhea 
and  she  had  a  hypokalemia  metabolic  acidosis. 
Stools  were  negative  for  enteric  pathogens,  ova 
and  parasites  and  occult  blood.   During  the  first 
2k   hr  she  received  k    liters  of  i.v,  fluid,  160 
mEq  KCl  and  180  mEq  NaHC03,  with  considerable 
laboratory  improvement  but  only  si ight  cl inical 
improvement.   She  also  received  neomycin,  1  g 
every  6  hr  by  nasogastric  tube.   Despite  opiates 
and  anticholinergics,  she  continued  to  have  6-16 
watery  stools  daily.   Stool  volumes  and  electrolytes 
were  consistent  with  Vibrio  cholerae.   X-ray 
studies  and  small  intestine  biopsy  showed  diffuse 
inflammation  of  the  small  intestine.   She  improved 
rapidly  with  steroids,  but  her  diarrhea  exacerbated 
when  steroids  were  stopped.   Reinsti tut  ion  of 
steroids  led  to  slight  improvement,  followed  by 
gastrointestinal  bleeding  and  hepatic  encephalopathy. 
She  died  15  weeks  after  hospitalization  and 
autopsy  revealed  postnecrotic  cirrhosis  and 
sequelae  of  portal  hypertension. 


10716     CHRONIC  AGGRESSIVE  HEPATITIS.   PORCELAIN 

GALLBLADDER.   PANCREATITIS.   CHRONIC 
PYELONEPHRITIS.   (Sp.)   Padilla,  M.,  P.  Borbujo 
and  T.  Serrano.  Rev.    Esp.    Enferm.    Apar.    Dig. 
35(6):667-672,  1971. 

/^  71-yr-old  woman  presented  with  all  '4  disorders 
simultaneously,  complicated  by  hepatic  and  pan- 
creatic insufficiency.   Following  8  months  of 
limited  improvement  in  response  to  treatment, 
she  died  in  irreversible  hepatic  coma. 


10717     PERSISTENT,  FULMINANT  WATERY  DIARRHEA 
COMPLICATING  CHRONIC  ACTIVE  HEPATITIS. 


10718     THE  OCCUPATIONAL  FACTOR  IN  CHRONIC 

VIRAL  HEPATITIS.   (Rum.)   Pappo,  A. 
(N.  Gh.  Lupu  Inst.  Intern.  Med.,  Bucharest, 
Rumania),  V.  Lazarescu  and  C.  Miron. 
18(16)  :7'*5-7'»7,  1971. 


Viata  Med. 
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CLINICAL  SIGNIFICANCE  OF  HAPTOGLOBIN 
IN  CHRONIC  HEPATITIS  AND  LIVER  CIRRHOSIS 
OF  VIRAL  ETIOLOGY.   (Rus.)   ?«"'sf '^°'  ^C  ^\^^ 
(Med.  Inst.  Sanit.  Hyg.,  Leningrad,  USSR).  Ter. 
Arkh.    1(3(10)  :38-'»l,  1971. 
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10720     TREATMENT  OF  CHRONIC  ACTIVE  HEPATITIS 
WITH  D-PENICILLAMINE.   (Ger.)   Lange, 
J.  (City  Hosp.,  Gummersbach,  Germany),  K.  Schumacher 
and  H.  P.  Witscher.  Med.    Welt   22 (A?) : 1 88O-I 88) 
1971. 


10721     OXYPHENISATIN  AND  CHRONIC  ACTIVE 
HEPATITIS.   (E.)   Mai  lory,  A.  (U, 
Colorado  Med.  Ctr.,  Denver),  B.  W.  Frank  and  F. 
Kern,  Jr.  tl.    Engl.    J.    Med.    285  (22) :  1266,  1971. 


10722     MORBID  CHANGES  IN  THE  KIDNEYS  IN  CHRONIC 
HEPATITIS  AND  CIRRHOSIS  OF  THE  LIVER. 


(Rus.)   Shulutko,  B.  I.  (Med.  Inst.  Hyg.  Sanit., 
Leningrad,  USSR).  Klin.    Med.     (Mosk.)    A9(8):6')-69 
1971. 

10723     CHRONIC  ACTIVE  HEPATITIS.   (Por.) 

Tome  Ribeiro,  A.  (Sch.  Med.,  Porto, 
Portugal).  Medico    (Porto)    59 (1033) : 978-985, '  I97I . 

I072i(     ACTIVE  CHRONIC  HEPATITIS  AND  HAEMOLYTIC 

ANAEMIA  ASSOCIATED  WITH  Rh  SPECIFIC 
ANTIBODIES.   (E.)   Pengel ly ,  C.  D .  R.  (62  Manchester 
Rd.,  Altrincham,  England)  and  R.  C.  Jennings 
Postgrad.   Med.    J.    47 (552) :633-606,  1971. 


See  also  number:   10688 
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10725     A  CLINICAL  INVESTIGATION  OF  THE  PORTACAVAL 

SHUNT:   V.   SURVIVAL  ANALYSIS  OF  THE 
THERAPEUTIC  OPERATION.   (E.)   Jackson,  F.  C.  (VA 
Dept.  Med.  Surg.,  Washington,  D.  C),  E.  B.  Perrin, 
W.  R.  Felix  and  A.  G.  Smith.  Ann.    Sura.    Mhih)- 
672-701,  1971. 

A  9-yr  study  of  155  patients  in  various  Veteran's 
Administration  hospitals  in  the  United  States 
indicates  that  the  stabilized  cirrhotic  patient 
has  a  more  favorable  opportunity  for  survival  if 
he  receives  a  portacaval  shunt.   Patients  were 
randomly  selected  and  assigned  to  a  medical  or 
surgical  therapy  group  in  keeping  with  the  best 
interests  of  the  patient.   Patients  whose  clinical 
state  required  reassignment  were  excluded  from 
the  final  tabulation.   An  average  follow-up  of  5.5 
yr  showed  ^6  of  155  patients  living.   Only  28  of' 
77  (36I)  of  the  medical  treatment  group  had  sur- 
vived while  kk   of  78  (57%)  of  the  portacaval  shunt 
surgical  group  had.   Rehemorrhage  was  the  most 
lethal  complication  in  both  groups.   Encephalopathy 
among  diabetic  cirrhotics  was  uniformly  fatal 
and  was  a  threat  to  life  irrespective  of  treatment. 
The  rate  of  failure  for  the  shunt  was  8|.   Portal 
pressure  in  excess  of  30  mm  Hg  caused  rebleeding 
in  all  cases.   Recent  ascites  is  not  related  to 
rebleeding.   Shunt  patients  do  not  have  a  higher 
incidence  of  peptic  ulceration.   Hypersplenism 
does  not  affect  the  survival  among  the  patient 
groups. 


A  technique  is  described  for  ensuring  that  the 
portacaval  gradient,  following  laterolateral 
portacaval  anastomosis,  is  maintained  at  a  level 
at  least  equal  to  its  original  value.   The 
technique  was  employed  in  5  patients  with  hemorrhagic 
portal  hypertension  secondary  to  intrahepatic 
block  which  was  due  to  cirrhosis  of  alcoholic  or 
uncertain  origin.   One  of  5  died  shortly  after 
surgery  of  intercurrent  pneumonia.  At  the  time 
of  report,  4  of  5  were  in  apparent  good  health, 
after  unspecified  intervals,  except  for  residual 
splenomegaly  in  1  of  k.      Also  cited  are  3  case 
histories  of  patients  who  developed  psychic 
disturbances  (severe  confusional  syndrome  and/or 
diurnal  somnolence)  following  reversal  of  the 
portal  circulation  after  splenorenal  (1  of  3) 
or  portacaval  (2  of  3)  anastomosis.   To  effect 
the  manometric  control,  the  anastomosis  is 
clamped.   The  pressure  is  taken  simultaneously 
in  the  portal  and  caval  vein.   The  portacaval 
gradient  thus  noted  is  compared  with  the  figures 
obtained  during  splenoportagraphy  and  subhepatic 
catheterization  performed  before  intervention. 
The  anastomosis  is  undamped,  the  pressure 
catheters  remaining  in  place.   Several  minutes 
are  required  for  the  pressure  to  stabilize.   The 
new  portacaval  gradient  is  determined.   The 
anastomosis  is  then  tightened  with  a  nonresorbable 
thread  until  the  portacaval  gradient  is  restored 
to  a  level  equal  to  its  initial  value. 


10726     PORTACAVAL  ANASTOMOSES  CARRIED  OUT 

UNDER  MANOMETRIC  CONTROL.   POSTOPERATIVE 
ANGIOGRAPHIC  STUDY.   (Fr.)  Marion,  P.  (Cardio- 
vascular Hosp.,  Lyon,  France),  D.  Lapeyre,  A. 
Rubet,  F.  Pinet,  S.  Estanove  and  M.  George.  Luon 
Chir.    67('4):257-259,  1971. 


10727     ENCEPHALOMYELOPATHY  WITH  HEPATIC 

CIRRHOSIS  FOLLOWING  PORTOSYSTEMIC 
VENOUS  SHUNTS.   (E.)   Lefer,  L.  G.  (Duke  U.  Med 
Ctr.,  Durham,  N.  C.)  and  F.  S.  Vogel.  Arah 
Pathol.    93(2):91-97,  1972. 
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A  ItO-yr-old  white  man  was  in  good  health  until  the 
sudden  onset  of  nausea,  vomiting  and  abdominal 
pain.   At  the  time  of  cholecystectomy  for  his 
cholecystitis  and  cholelithiasis,  hepatomegaly 
was  noted  and  an  open  biopsy  revealed  portal 
fibrosis.   Liver  function  tests  were  normal.   He 
was  in  good  health  until  2  yr  later  when  he 
developed  hematemesis,  requiring  gastrotomy  and 
ligation  of  varices  and  A  paracenteses  for  ab- 
dominal ascites.   Two  months  later  a  splenorenal 
shunt  was  performed  and  postoperatively  he 
developed  lethargy  and  mild  pneumonia  which  re- 
sponded well  to  antibiotics  and  a  low-protein 
diet.   Blood  ammonia  was  normal  at  this  time  as 
was  the  neurological  examination.   He  presented 
6  months  later  with  weakness  of  the  lower  extre- 
mities.  Despite  normal  brain  scan,  skull  films 
and  spinal  tap  he  was  readmitted  the  next  month 
with  recurrent  episodes  of  confusion  and  lethargy. 
At  this  time  his  blood  ammonia  was  SI-'*  to  125 
mg/100  ml  and,  after  a  grand  mal  seizure,  he 
developed  status  epi  leptlcus'.   He  was  treated 
with  dl phenyl hydantoin,  neomycin  and  a  low-protein, 
high-carbohydrate  diet  and  discharged.   He  was 
readmitted  2  months  later  disoriented  combative, 
hallucinating,  with  scleral  icterus  and  teleangiect- 
asia over  the  chest,  no  papilledema,  spastic 
paraplegia  with  cranial  nerves  intact  and  numerous 
pathological  reflexes.   He  obtained  some  relief 
with  anticonvulsants,  diuretics  and  antibodies.^ 
Liver  function  tests  revealed  progressive  hepatic 
failure  and  he  died  shortly.   At  autopsy  there 
was  seen  to  be  demyel inl nation  of  the  lateral 
corticospinal  tracts,  diffuse  astrogliosis  of  the 
brain  and  unilateral  degenerative  changes  within 
the  globus  pallidas.   Axonal  degeneration  seemed 
primary,  demyel ination  secondary. 


10728     PORTACAVAL  ANASTOMOSIS  AND  HEPATIC 

HEMOSIDERIN  DEPOSITION:   A  PROSPECTIVE, 
CONTROLLED  INVESTIGATION.   (E.)   Conn,  H.  0.  (VA 
Hosp.,  West  Haven,  Conn.).  Gastroenterology 
62(l):6l-72,  1972. 

The  frequency  with  which  hemosiderosis  develops 
in  103  cirrhotic  patients  with  portal  hypertension 
with  and  without  portacaval  anastomosis  was^ 
studied  in  a  prospective  manner  In  conjunction 
with  prospective  studies  of  the  value  of  prophylactic 
portacaval  anastomosis.   At  the  beginning  of  the 
study,  stainable  hemosiderin  was  observed  in 
liver  biopsies  taken  from  27%  of  the  patients 
without  portacaval  anastomosis  and  36%  of  the 
shunt  group  and  was  similar  in  amount  in  the  2 
groups.   At  the  conclusion  of  the  study,  an 
average  of  hS   months  after  the  initial  biopsy, 
hemosiderin  was  found  in  11%   of  the  control  group 
and  in  52%  of  the  prophylactic  shunt  group.   At 
the  end  of  the  study  the  average  grade  of  hemo- 
siderin was  the  same  in  the  control  group,  but 
in  the  prophylactic  shunt  group  a  3-fold  increase 
over  initial  levels  was  observed.   The  2  groups 
were  similar  with  regard  to  age,  type,  duration 
and  severity  of  cirrhosis,  duration  of  follow-up, 
amount  of  orally  administered  iron,  and  number  of 


transfusions.   In  10  patients  In  whom  excessive 
hepatic  hemosiderin  accumulation  was  observed  (9 
in  the  shunt  group,  1  In  the  control  group), 
hemosiderin  deposition  was  noted  in  the  heart, 
pancreas,  kidney  and  adrenal.   The  type  of 
portacaval  anastomosis  employed  did  not  have  an 
effect  on  the  deposition  of  hemosiderin  in  these 
patients.   Although  the  mechanism  by  which  anasto- 
mosis increases  hemosiderin  deposition  is  not 
clear,  other  factors  which  Increase  iron  absorption, 
such  as  pancreatitis  and  hemolysis,  may  contribute 
In  the  presence  of  excessive  portal  systemic 
shunting  to  the  development  of  the  syndrome  of 
postshunt  hemosiderosis. 


10729     EFFECT  OF  NICOTINIC  ACID  ON  FIBRINOLYTIC 

ACTIVITY  IN  HEALTH,  IN  THROMBOTIC 
DISEASE  AND  IN  LIVER  CIRRHOSIS.   (E.)   Robertson, 
B  R.  (U.  Lund  Dept.  Surg.,  Malmo,  Sweden).  Acta 
ciiir.   Scand.    137(7)  :6'43-6A8,  1971. 

The  effect  of  I .v.  nicotinic  acid  on  the  fibrinolytic 
activity  of  the  blood  was  studied  in  18  cirrhotics, 
6  patients  with  varices  of  the  lower  limb,  and 
in  50  patients  with  deep  venous  thrombosis  and/or 
superficial  thrombophlebitis.   A  larger  effect 
on  fibrinolytic  activity  after  I. v.  nicotinic 
acid  administration  was  noted  in  the  controls  as 
compared  with  patients  with  thrombosis  and/or 
thrombophlebitis.   The  fibrinolytic  activityin- 
creased  in  the  controls  by  more  than  50  mm  in 
kk   patients  (78.61);  only  l8  (361)  of  the  patients 
with  venous  thrombosis  showed  a  similar  Increase. 
The  mean  increase  for  the  controls  was  1  ^^J  mm  , 
for  the  venous  thrombosis  patients  77  mm  .   All 
18  patients  with  cirrhosis  showed  an  increase  of 
fibrinolytic  activity  greater  than  50  mm  with  a 
mean  of  '*15  mm^ .   There  was  no  correlation 
between  fibrinolytic  activity  and  Injection  of 
nicotinic  acid  after  venous  occlusion  in  controls 
or  in  patients  with  venous  thrombosis.   No  increase 
In  fibrinolytic  activity  was  noted  at  A5 ,  60 
and  150  mi n  in  10  volunteers  who  received,  1.2  g 
nicotinic  acid  orally.   Fibrinolytic  activity 
was  Increased  in  7  of  the  10  volunteers  8  min 
after  i .v.  administration.   An  increase  in  the 
fibrinolytic  activity  was  noted  In  the  6  patients 
undergoing  surgery  for  leg  varices  after  i.v. 
nicotinic  acid.   Biopsy  specimens  revealed  a 
slight  increase  of  fibrinolytic  activity  in  3,  m 
1  a  slight  decrease,  and  no  change  In  2.   In 
normals,  plasminogen  activator  appears  to  be 
released  from  the  available  pool  of  damaged  cells. 

10730     HYPERALIMENTATION  IN  CIRRHOTIC  PATIENTS. 

(E.)   Host,  W.  R.,  0.  Serlin  and  B.  F. 
Rush,  Jr.  (New  Jersey  Coll.  Med.,  Bergen).  Am. 
J.   Surg.    123(0:57-62,  1972. 

The  effect  of  hyperalimentation  mixtures  containing 
minimal  amounts  of  sodium,  potassium,  and  ammonia 
was  evaluated  in  a  group  of  cirrhotic  patients. 
Metabolic  acidosis  must  be  carefully  observed  and 
usefulness  of  the  mixture  can  be  enhanced  if 


128A 


CIRRHOSIS 


methods  can  be  developed  to  avoid  precipitation 
of  amino  acids  as  hydrochloride  salts  or  if 
alternative  buffering  such  as  potassium  bicarbonate 
can  be  employed.   Ammonia  levels  in  cirrhotic 
patients  rose  from  108.2  v.g%   to  ]6A  vg% ,    but  were 
not  associated  with  change  in  mental  status  or 
onset  of  asterixis.  There  was  little  variation 
in  portal  pressures  from  day  to  day.  An  un- 
explained elevation  of  SGPT  and  alkaline  phosphatase 
levels  occurred  between  the  fifth  and  tenth  days 
of  therapy  in  6  of  19  noncirrhotic  patients  with 
no  history  of  liver  disease;  the  elevations  re- 
turned to  normal  as  infusion  continued.   Preliminary 
histologic  and  electron  microscopic  evaluation 
revealed  nonspecific  changes  noted  also  in  starved 
and  starved  refed  animals.   Hyperalimentation 
solution  seems  capable  of  supporting  nitrogen 
balance  in  cirrhotic  patients. 


10731     THE  BEHAVIOUR  OF  INSULINAEMIA  IN  PATIENTS 

WITH  LIVER  CIRRHOSIS  AFTER  INTRAVENOUS 
ADMINISTRATION  OF  GLUCOSE,  TOLBUTAMIDE  AND  GLUCAGON. 
(E.)   Kasperska,  T.  (Med.  Acad.  3rd  Dept.  Intern. 
Dis.,  Warsaw,  Poland),  J.  Lawecki,  H.  Rogala  and 
A.  CzyJyk.  Diabetologia  7 iS) : 33] -33k ,    1971. 

Blood  insulin  level  during  fasting  in  10  cirrhotics 
was  normal,  but  after  i.v.  glucose  (0.33  g/kg 
body  weight)  the  increase  in  insulinemia  was 
greater  in  these  patients  than  in  controls.   The 
rise  of  insulinemia  after  tolbutamide  administration 
(1.0  g)  was  significantly  higher  in  the  fifteenth 
and  thirtieth  min   in  cases  of  liver  cirrhosis. 
After  glucagon  administration  flattening  of  the 
blood  glucose  curve,  characteristic  of  cirrhosis, 
was  observed.   Blood  insulin  levels  on  fasting 
and  after  glucagon  injection  (1  mg)  were  similar 
in  both  groups  under  comparison.   Possible  factors 
involved  in  the  failure  of  glucagon  to  elicit 
hyperinsul inemia  are  reduced  reactivity  of  adenyl 
cyclase  to  glucagon,  decreased  adenyl  cyclase 
content  in  the  pancreatic  B-cells  or  reduced 
sensitivity  of  the  insul in-releasing  unit  to 
cycl ic-AMP. 


10732     a-FETOPROTEIN  IN  INDIAN  CHILDHOOD 

CIRRHOSIS.   (E.)   Nayak,  N.  C.  (All 
India  Inst.  Med.  Sci . ,  New  Delhi),  V.  Chawla, 
A.  N.  Malaviya  and  R,  K.  Chandra.  Lancet   l(774l)- 
68-69,  1972. 

Subjects  consisted  of  k2   children  (5-'»2  months) 
with  Indian  childhood  cirrhosis  and  28  controls 
(3-36  months)  with  various  other  diseases. 
Diagnosis  was  confirmed  in  each  case  by  histologic 
examination  of  liver  specimens  obtained  by  per- 
cutaneous biopsy,  and  ct-fetoprotein  was  tested 
for  by  the  standard  agar-gel  double-diffusion 
technique  of  Ouchterlony.   The  a-fetoprotein  was 
detected  in  the  serum  of  19  children  {kS%)   with 
Indian  childhood  cirrhosis,  only  2  of  whom  were 
less  than  1  yr  old  while  the  other  17  had  a  mean 
age  of  20.4  months  (range  of  12-42  months).  Only 
2  of  28  controls  (71)  had  detectable  a-fetoprotein 


in  their  serum;  one,  aged  3  months  was  the  sibling 
of  a  patient  with  Indian  childhood  cirrhosis  while 
the  other  had  neonatal  hepatitis. 


10733     MECHANISM  OF  INCREASED  RENAL  TUBULAR 

SODIUM  REABSORPTION  IN  CIRRHOSIS.   (E.) 
Chaimovitz,  C,  P.  Szylman,  G.  Alroy  and  0.  S. 
Better  (RambamGovt.  Hosp.,  Haifa,  Israel).  Am 
J.   Med.    52(2):  198-202,  1972. 

Subjects  consisted  of  4  patients  with  cirrhosis 
and  ascites  (3  with  liver  biopsies)  and  4  normal 
males.  Three  of  the  patients  had  an  impaired 
capacity  to  dilute  urine  after  a  standard  p.o. 
water  load  while  the  fourth  achieved  normal  rates 
of  urinary  flow  and  minimal  urinary  concentration. 
All  8  subjects  were  on  a  daily  diet  of  70  g  protein 
and  60  mEq  sodium  and  all  medications  were  stopped 
5  days  before  the  study.   On  the  morning  of  the 
study,  each  received  a  p.o.  water  load  of  20  ml/kg 
over  kO   min.  With  the  patients  recumbent  during 
the  entire  study  (except  for  voiding)  a  hypotonic 
saline  diuresis  was  induced  with  the  i.v.  infusion 
of  0.45%  NaCl.  The  initial  infusion  rate  was  5 
ml/min  and  this  was  adjusted  continuously  so  as 
to  exceed  urinary  flow  by  5  ml/min.  After  an 
appropriate  priming  dose,  a  sustaining  infusion 
of  inulin  and  para-aminohippurate  in  normal 
saline  solution  was  given  at  a  rate  of  1  ml/min. 
The  glomerular  filtration  rate  was  somewhat  lower 
in  cirrhotics  (82  ml/min)  than  in  normals  (ll6 
ml/min)  but  this  difference  was  not  significant. 
Urine  osmolarity,  at  maximal  free  water  clearance 
value,  was  lower  in  cirrhotics  (72.7  mOsm/kg) 
than  in  normals  (121  mOsm/kg).   Free  water 
clearance  was  9.2  and  7.0  ml/min/100  ml  glomerular 
filtration  rate  in  cirrhotics  and  normals,  resp. 
The  sodium  clearance  was  lower  in  cirrhotics 
than  in  normals,  with  values  of  0.4  and  2.1  ml/min/ 
100  ml  glomerular  filtration  rate.  The  fractional 
distal  sodium  load  did  not  differ  between  the  2 
groups.   It  is  concluded  that  the  ratio  of  the 
clearance  of  water  to  that  of  the  clearance  of 
water  plus  the  clearance  of  sodium  can  be  used 
as  a  reasonable  index  of  the  fraction  of  sodium 
supply  reabsorbed  in  the  distal  nephron;  this  was 
significantly  greater  in  cirrhotics  (96%)  than 
in  normals  (73%). 


10734     BRAIN  ABSCESS  DUE  TO  Listeria  monocytogenes 

IN  A  PATIENT  WITH  CIRRHOSIS  OF  THE — 

LIVER.   (E.)   Halkin,  H.  (Chaim  Sheba  Med.  Ctr., 
Tel  Aviv),  I.  J.  Shacked  and  G.  Altmann.  Isr.    J. 
Med.   Sai.    7(10) : 1 192-1 195,  1971. 

A  53-yr-old  man  receiving  barbiturates  for 
epilepsy  since  childhood  was  admitted  with  pro- 
gressive abdominal  swelling.   Liver  function 
tests,  together  with  demonstration  of  esophageal 
varices  on  x-ray,  led  to  a  diagnosis  of  cirrhosis 
and  he  was  maintained  on  diuretics.  Massive 
hematemesis  occurred  16  months  later  and  was 
managed  conservatively.  Manifestations  of 
portosystemic  encephalopathy  first  appeared  4 
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months  later  and  responded  to  a  low-protein  diet 
and  neomycin.   He  was  readmitted  3  months  later 
with  a  1-week  history  of  weakness  of  the  left  arm 
and  leg,  and  was  somnolent  and  mildly  disoriented 
at  this'time.   Skull  films  were  normal  and  the 
spinal  tap  yielded  acellular.  sterile,  xanthochromic 
fluid  with  elevated  protein.   On  day  6  anisocoria 
was  noted,  with  the  right  pupil  dilated  and  un- 
responsive, but  there  was  no  papilledema  or  change 
in  neurologic  status.  The  EEG  was  markedly 
asymmetrical  with  irregular  6-waves  over  the_ 
right  tempororparietal  area,  and  carotid  angio- 
graphy revealed  an  avascular  mass  within  the 
right  cerebral  hemisphere.  At  the  time  of  right 
parietal  crainiotomy,  soft,  semi  liquid  necrotic 
brain  tissue  was  aspirated  leaving  a  6  X  6  cm 
cavity  in  the  parietal  lobe.   Immediately  post- 
operatively the  left-sided  weakness  evolved  into 
hemiplegia.   Cultures  of  the  brain  tissue  revealed 
Listeria  monocytogenes  and  he  received  12,000,000 
U  penicillin  daily  for  2  weeks  followed  by  2 
weeks  of  erythromycin  (1  g/day) .   Stupor,  dis- 
orientation and  anisocoria  disappeared  and  he  was 
discharged  to  a  rehabilitation  center  where  he 
died  of  a  massive  gastrointestinal  hemorrhage  3 
months  later. 


10735 


ANTIBODIES  TO  INTESTINAL  MICROBES  IN 
SERUM  OF  PATIENTS  WITH  CIRRHOSIS  OF 
THE  LIVER.   (E.)   BjiiSrneboe,  M.  (Bispebjerg  Hosp.  , 
Copenhagen),  H.  Prytz  and  F.  0rskov.  Lcmoet 
l(77'*l):58-60,  1972. 

Subjects  consisted  of  26  patients  with  hepatric 
cirrhosis  (5  of  whom  had  a  portacaval  shunt)  with 
high  levels  of  IgG;  controls  were  age-  and  sex- 
matched  patients  with  no  demonstrable  liver  disease 
and  normal  immunoglobulin  levels.   Bacterial 
agglutinin  titrations  were  carried  out  using  10 
common  E.  coll  0-group  antigenic  test  strains  U, 
i*  6  7^  B~9"  18,  7,  22  and  l)  and  10  rare  ones 
(30, '56, '76*,  80.  87,  95,  96,  27,  52  and  6I).  Only 
022'did  not  react  with  any  of  the  patient  sera. 
Against  the  remaining  nine  0  groups,  the  26  sera 
from  patients  with  cirrhosis  gave  positive  re- 
actions in  59  cases;  the  5  with  portacaval  shunts 
had  a  total  of  25  positive  reactions.  The  26 
control  sera  agglutinated  in  20  instances. _  The 
differences  between  the  frequencies  of  positive 
reactions  in  cirrhosis  (2 .3/patient) ,  cirrhosis 
with  portacaval  shunt  (5.0/patient)  and  controls 
(0.8/patient)  were  significant.  The  10  rare 
strains  were  agglutinated  in  only  3  instances  by 
the  52  sera,  with  a  titer  of  1:^*0  in  each.  One 
patient  with  cirrhosis  and  2  controls  had  E.  coH. 
urinary  tract  infections  (not  typed),  and  no    _  _ 
patient  had  symptoms  of  cholecystitis  or  cholangitis 

10736     PRIMARY  BILIARY  CIRRHOSIS  AND  THE 

AUSTRALIA  ANTIGEN.   (Sp.)   Chicot,  D. 
(CHU  Pitie-Salpetriere,  France),  P.  Gateau,  L. 
Gazolo,  C.  Trepo  and  J.  Carol i.  Avdh.   Ft.    Mai. 
App.    Dig.    60(12) :676-678,  1971. 


In  the  sera  of  20  patients  with  primary  biliary 
cirrhosis,  Australia  antigen  was  not  demonstrable 
by  immunodiffusion,  electroimmunodif fusion, 
complement  fixation,  immunoadherence,  or  ultra- 
centrifugation  followed  by  enzymatic  digestion 
by  pronase  and  immunoprecipi tation.   However, 
ultracentrifugation  followed  by  electron  micro- 
scopy showed  the  presence  of  2  groups  of  spherical 
particles,  with  diameters  of  250  A  and  500  A, 
resp.,  corresponding  closely  to  particles  found 
in  the  sera  of  10  control  subjects  with  Australia 
antigen.   Similar  particles  were  not  found  in 
the  sera  of  controls  without  Australia  antigen^ 
or  in  those  of  controls  with  alcoholic  cirrhosis 
and  biliary  retention.   It  was  concluded  that  the 
particles  may  have  represented  another  subclass 
of  virus,  not  possessing  the  same  antigenicity, 
or  that  electron  microscopy  had  detected  particles 
associated  with  Australia  antigen  before  the 
antigen  was  present  in  sufficient  quantity  to  be 
detected  by  immunologic  techniques. 

10737     EPIDEMIOLOGY  OF  CIRRHOSIS  OF  THE  LIVER. 

(Sp.)   Goti,  J.  L.,  J.  D.  Toledo,  J. 
Cuezva,  A.  De  Los  Rios,  A.  Vi 1 1 anueva  and  A 
Fernandez.  Rev.    Esp.   Enferm.   Apar.   Dzg.    35 ^B): 
939-95'*,  1971. 

Among  50  cirrhotic  patients  {3k   men  I6  women) 
who  responded  to  a  questionnaire,  35  of  bO  nad 
consumed  alcohol  at  a  rate  of  more  than  3  g/kg/day 
for  periods  of  more  than  10  yr,  including  18  of 
19  who  reported  a  chronically  protei n-def icient 
diet  and  10  of  22  who  reported  having  been  jaun- 
diced at  some  time.  A  cardiopathy  was  reported 
by  only  1  of  50,  as  contrasted  to  6  of  50  matched 
controls.  Among  the  controls,  10  of  50  had 
consumed  alcohol  at  a  rate  of  less  than  2  g/^g/day 
for  significant  periods  of  time,  with  none  report ing 
an  inadequate  diet.   Jaundice  or  cholelithiasis 
were  reported  by  6  of  50  each.  The  groups 
appeared  to  be  entirely  comparable,  in  all  other 
respects.   Cirrhosis  failed  to  develop  in  any_ 
animal  in  several  groups  of  white  rats  maintained 
for  2  yr  or  more  in  varying  states  of  chronic 
alcoholic  intoxication  in  the  presence  of  a  well- 
balanced  diet. 

10738     INTESTINAL  MICROFLORA  IN  PATIENTS  WITH 

ALCOHOLIC  CIRRHOSIS:   UREA-SPLITTING 
BACTERIA  AND  NEOMYCIN  RESISTANCE.   (E.)   Lai,  D., 
S.  L.  Gorbach  and  R.  Levi  tan  (VA  W"t  Side  Hosp.  , 
Chicago,  111.).  Gastroenterology   62UJ  :Z/b-//y . 
1972. 

Subjects  consisted  of  2^.  patients  with  histologic 
proof  of  Laennec's  cirrhosis,  6  of  whom  had  re- 
curring episodes  of  portal  systemic  encephalopathy. 
One  had  a  Billroth  I  gastrojejunostomy  for  _ 
peptic  ulcer.  None  received  antibiotics  during 
Ehe  2  weeks  prior  to  the  study.  After  intubation, 
contents  of  the  small  intestine  were  sampled 
from  the  stomach  to  the  terminal  ileum.   Col  1  form 
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organisms  were  cultured  from  the  small  intestine 
of  23;  these  were  normally  located  (mid-  and  lower 
ileum)  in  12,  and  abnormally  located  in  12,  in- 
cluding stomach  (3),  duodenum  (h)    and  jejunum 
(12),   The  3  with  gastric  coliforms  had  reduced 
acid  as  evidenced  by  a  basal  gastric  juice  pH  of 
5.0  or  higher  and  1  of  these  had  had  the  gastro- 
jejunostomy.  Small  numbers  of  obligate  anaerobes 
were  found  in  the  stomachs  of  most  patients,  and 
were  generally  oral-type  flora,  which  did  not 
grow  when  subcultured  on  ]Q%   bile.   Bile-resistant 
fecal-type  anaerobes  were  found  in  the  lower  ileum 
of  12,  and  abnormally  (upper  and  mid-jejunum)  in 
the  3  who  also  had  abnormally  located  coliforms. 
Urea-splitting  organisms  were  found  in  21  (small 
and  large  intestine  in  18,  large  intestine  only, 
in  3).   The  mean  concentration  of  urea-splitters 
ranged  from  2.5/log  lO/ml  in  the  stomach  to  5.k 
in  the  ileum  and  7.0  in  the  stool.   Urea-splitters 
were  Klebsiel la  species  in  19  and  proteus  strains 
in  2.   The  presence  of  encephalopathy  was  not 
related  to  location  or  concentration  of  urea- 
splitters.   Three  patients  harbored  Klebsiel la 
strains  resistant  to  greater  than  25  yg/ml  of 
neomycin.  The  intestinal  microflora  of  9  controls 
(patients  with  other  than  liver  diseases)  were 
similar  to  cirrhotics.   Five  had  urea-splitters, 
in  k   of  whom  they  were  abnormally  located  in  the 
upper  small  intestine.   All  were  Klebsiella  species 
in  concentrations  from  ^.3    log  10/ml  in  the 
stomach  to  6.3  in  the  stool  and  all  were  sensitive 
to  less  than  25  pg/ml  of  neomycin. 


10739     PRIMARY  BILIARY  CIRRHOSIS  ASSOCIATED 

WITH  SCLERODERMA.   (E.)  O'Brien,  S.  T., 
W.  M.  Eddy  and  E.  L.  Krawitt  (U.  Vermont  Dept. 
Med.,  Burlington).  Gastroenterology  G2(\):] ] 8-] 2] 
1972. 


(Fundeni  Clin.  Hosp.,  Bucharest). 
l8(l5):675-678,  1971. 
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MORPHOLOGIC  ASPECTS  OF  THE  GASTRIC 
MUCOSA  IN  CIRRHOSIS  OF  THE  LIVER. 

(Rum.)   Dancau,  G.  and  N.  Tudose.  Timisoara  Med 

16(2):175-182,  1971. 


10743     NERVOUS  AND  MENTAL  DISORDERS  IN  PATIENTS 

WITH  LIVER  CIRRHOSIS  AND  PORTAL  HYPER- 
TENSION.  (Rus.)   Bogachenko,  V.  P.  Zh.    Neuropatol. 
Psikhiatr.    Korsakov.    71 (7) : IO79-IO83,  1971. 


107't't     COMPARATIVE  STUDY  OF  THE  INCREASE  OF  THE 

BLOOD  CORTISOL  LEVEL  INDUCED  BY  ANGIO- 
TENSIN II  IN  NORMAL  SUBJECTS  AND  IN  CASES  OF 
HEPATIC  CIRRHOSIS.   (it.)   Ventura,  E.  (U.  Modena 
Inst.  Gen.  Clin.  Med.  Ther.  Med.,  Italy)  and 
M.  L.  Zeneroli.  Endoarinol.    Soi.    Cost.    31(4): 
254-261,  1969. 


10745     CONGENITAL  HEPATIC  FIBROSIS.   (Sp.) 

Escartin  Marin,  P.  (Puerta  De  Hierro 
Clin.,  Madrid),  A.  Fernandez  Corugedo,  R. 
Barbadillo  and  C.  Chantar  Barrios.  Rev.    Clin. 
Esp.    122(l):33-40,  1971. 


10746     KINETICS  OF  LACTIC  AND  PYRUVIC  ACID 

DURING  PHYSICAL  EXERCISE  IN  MEN  WITH 
COMPENSATED  CIRRHOSIS  OF  THE  LIVER.   (Cz.) 
Brodanova,  M.  (Charles  U.  Sch.  Gen.  Med.,  Prague), 
V.  Brodan,  V.  Kordac  and  Z.  Marecek.  SB.    Lek. 
73(9):24l-248,  1971. 


A  60-yr-old  housewife  had  primary  biliary  cirrhosis 
associated  with  scleroderma  without  the  features 
of  CRST  syndrome  (calcinosis,  Raynaud's  phenomenon, 
scleroderma  and  telangiectasia).   She  had  no 
calcinosis,  Raynaud's  phenomenon,  or  sclerodacty ly , 
and  the  telangiectasias  present  were  superficial 
and  not  those  seen  in  CRST  syndrome.   The  lympho- 
cytes from  this  patient  responded  normally  to 
phytohemagglutinin  stimulation  and  could  not  be 
induced  to  transform  by  a  saline  extract  of  her 
own  liver  tissue.  This  indicates  a  normal  delayed 
hypersensitivity  response  and  suggests  that  the 
cellular  immune  reaction  to  homologous  liver 
tissue  is  not  the  etiologic  mechanism  in  her 
di  sease. 


10740     JUVENILE  CIRRHOSIS  OF  THE  LIVER  AND 

NEPHROCALCINOSIS.   (E.)   Franke,  G.  H. 
(Columbia  Hosp.,  Milwaukee,  Wis.).  Wis.   Med.    J 
70(9): 199-201,  1971. 


10741     WATER  AND  ELECTROLYTE  METABOLISM  IN  THE 
CIRRHOSIS  OF  THE  LIVER.   THE  IMPORTANCE 
OF  THE  HORMONAL  FACTORS.   (Rum.)   Oancea,  R 


10747     IMMUNOGLOBULINS  IN  CIRRHOSIS  OF  THE 
LIVER.   (Cz.)   Fucikova,  T.  (Charles 
U.  Sch.  Med.,  Prague),  V.  Volek,  J.  Abrahamova 
and  M.  Jozifko.  SB.    Lek.    73 (7) : I8I-I 86  ,  197I. 


10748     RENAL  OSMOTIC  ACTIVITY  IN  CIRRHOSIS  OF 

THE  LIVER.   (It.)   Ferrario,  G.  (flaggiore 
Hosp.,  Milan,  Italy),  U.  Scaccabarozzi  and  D. 
Sardini.  Riv.    Osped.    3 (4) :268-278,  1971. 


10749     STUDY  OF  THE  RENAL  FUNCTION  IN  CIRRHOTIC 

PATIENTS.   I.   DIURESIS  AND  GLOMERULAR 
FILTRATION.   (Sp.)   Soils  Herruzo,  J.  A.  (Cent. 
U.  3rd  Dept.  Med.  Pathol.,  Madrid).  Rev.    Clin. 
Esp.    12l(4):347-356,  1971. 


10750     THE  RELATIONSHIP  BETWEEN  THE  NUCLEAR 

VOLUMES  AND  DNA  CONTENTS  OF  THE  HEPATO- 
CYTE  NUCLEI,  IN  THE  NORMAL  LIVER,  IN  THE  HEPATO- 
SPLENIC  FORM  OF  MANSONI  SCHISTOSOMIASIS,  AND  IN 
HEPATIC  CIRRHOSIS.   (E.)   Cardoso  Guimaraes,  R. 
(Fed.  U.  Minas  Gerais  Dept.  Pathol.,  Belo 
Horizonte,  Brazil).  Rev.    Bras.    Peso.    Med.    Biol. 
4(3):169-183,  1971. 
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10751  ELECTROPHORETIC  PATTERN  OF  SERUM  PRO- 
TEINS IN  NON  ALCOHOLIC  CIRRHOSIS  OF 

LIVER.   (E.)   Shukla,  P.  K.  (Banaras  Hindu  U., 
Coll.  Med.  Sci.,  Varanasi,  India),  J.  P.  Gupta 
and  K.  P.  Dubey.  J.   Trop.   Med.   Hyg.    T*W -.35-37 
1971. 

10752  INTRAVENOUS  TRANSFUSION  OF  ASCITIC 
LIQUOR  IN  A  CASE  OF  LIVER  CIRRHOSIS 

WITH  ASCITES  RESISTANT  TO  CONSERVATIVE  THERAPY. 
(Pol.)   Szczygiel,  B.  (Med.  Acad  3rd  Surg.  Clin., 
Warsaw,  Poland),  K.  Drzewiecki  and  S.  Switka. 
Pol.   Przegl.   Chir.    '.3(7) :  1181-1 IS^*,  1971. 

10753  ACIDIFICATION  OF  URINE  IN  CIRRHOSIS  OF 
THE  LIVER.   (Ger.)   Schmidt,  P.  (Univ. 

1st  Med.  Clin.,  Vienna),  F.  Widhalm  and  R. 
Kotzaurek.  Med.    Uelt   22(38) :  1^470- li»73,  1971. 

1075^4     DETERMINATION  OF  THE  HALF  VALUE  TIME  OF 

131|  LABELED  FIBRINOGEN  IN  PATIENTS 
WITH  HEPATIC  CIRRHOSIS  AND  ESOPHAGEAL  VARICES. 


(Ger.)   Leonhardt,  H.  (Free  U.  Berlin  Steglitz 
Clin.),  H.  J.  Bungert,  H.  Schmidt  and  C.  Wolff. 
Med.    Welt   22^3) :  1716-1717,  1971. 


10755 


EVALUATION  OF  CIRRHOTIC  PATIENT  FOR 
SURGERY.   (E.)   Stahl ,  W.  M.  (New  York 

U.  Sch.  Med.,  N.  Y.).  M  State  J.    Med.    71(5): 

570-577,  1971. 

10756     INVESTIGATIONS  ON  CARDIOVASCULAR  CHANGES 

AFTER  VALSALVA'S  MANEUVER  IN  PATIENTS 
WITH  CIRRHOSIS  OF  THE  LIVER.   (Rum.)   Ciplea,  A. 
(D.  Danielopolu,  Inst.  Physiol.  Norm.  Patol . , 
Bucharest),  N.  R.  Zamfirescu,  B.  Felberg  and  N. 
Balta.  Fisiol.    Norm.    Patol.    17  C*) : 323-330,  1971. 


'10757     BIOCHEMICAL  ABNORMALITIES  OF  ERYTHROCYTES 

IN  CIRRHOSIS.   (Fr.)   Hakim,  J.  (Beaujon 
Hosp.,  Cllchy,  France),  P.  Boivin,  F.  Afifi  and 
R.  Fauvert.  Ann.    Med.    Interne    (Paris)    122('»): 
511-516,  1971. 


See  also  numbers:   10153,  10685,  10688,  10715 


GALLBLADDER  AND  BILIARY  TRACT  DISEASES 


10758     THE  GALLBLADDER  IN  SOME  DISEASES  OF  THE 

DIGESTIVE  TRACT.   (E.)   Stoenescu,  R. 
(D.  Danielopolu  Inst.  Norm.  Pathol.  Physiol., 
Bucharest).  Rev.   Rourn.    Physiol.    8('»)  :353-362, 
1971. 

Cholecystography  was  performed  in'  257  patients 
with  cholecystolithiasis,  35  patients  with  non- 
calculous  chronic  cholecystitis  and  118A  patients 
without  organic  gastrointestinal  diseases  (con- 
trols).  In  35%   of  the  controls  the  gallbladder 
visualized  normally,  and  congenital  morphologic 
abnormalities  were  noted  in  25%.   In  controls, 
the  gallbladder  was  normal  size  in  68%,  enlarged 
in  29%  and  small  in  3%,  while  motility  was  normal 
in  58%,  accelerated  in  3%  and  delayed  in  39%. 
Those  with  chronic  calculous  cholecystitis  showed 
poor  opacification  in  50%,  and  congenital 
abnormalities  in  50%.   In  this  group,  size  was 
normal  in  51%,  increased  in  k2%   and  decreased  in 
7%  while  motility  was  normal  in  31%,  accelerated 
in  10%  and  delayed  in  59%.   Of  those  with  non- 
calculous  chronic  cholecystitis,  poor  opacification 
was  seen  in  90%,  and  congenital  abnormal i ties_ i n 
23%.   The  size  of  the  gallbladder  was  normal  in 
68%',  increased  in  15%  and  decreased  in  17%,  while 
motility  was  normal  in  27%,  accelerated  in  35% 
and  delayed  in  38%. 


10759     RADIOMANOMETRY,  FLOW  RATES,  AND 

CHOLANGIOGRAPHY  IN  THE  EVALUATION  OF 
COMMON  BILE  DUCT  DISEASE.   A  STUDY  OF  220  CASES. 
(E.)   White,  T.  T.  (U.  Washington  Sch.  Med., 
Seattle),  H.  Waisman,  D.  Hopton  and  H.  Kavile. 
Am.   J.   Surg.    123(0:73-79,  1972. 

Bile  duct  studies  in  200  patients  showed  normal 
findings  in  131  patients,  abnormal  findings  in 
56  and" equivocal  findings  in  11.   Manometry  and 
flow  studies  can  be  routinely  used  as  an  adjunct 
to  cholangiography  during  biliary  tree  operations. 
Common  bile  duct  pressures  above  16  cm  usually 
indicate  duct  or  sphincter  abnormalities  but  must 
be  used  in  conjunction  with  cholangiography  to 
eliminate  possibilities  of  false  negatives  (3.5%) 
and  false  positives  {k.5%)   when  used  alo"^-    . 
Cholangiography  alone  had  a  high  incidence  {bZ) 
of  false  negatives  which  could  be  reduced  to 
2.5%  if  the  procedure  was  combined  with  pressure 
determination.   The  lowest  incidence  of  false 
negatives  and  false  positives  occurred  with  flow 
measurements,  which  when  combined  with  pressure 
or  in  conjunction  with  cholangiography  give  a 
99.1%  accuracy.   Cholangiography  should  be  per- 
formed on  patients  suspected  of  having  intra- 
hepatic stones  or  stones  lodged  in  the  upper 
parts  of  the  biliary  tree,  since  these  stones 
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will  not  cause  a  raised  pressure  or  decreased 
flow.   Pressure-flow  studies  are  especially 
worthwhile  in  the  diagnosis  of  organic  changes 
in  the  sphincter  of  Oddi  or  stones  in  the  distal 
bile  duct  not  seen  on  rputine  roentgenograms. 
Manometry  was  more  valuable  in  pat ients" undergoi ng 
a  second  operation. 


10760     GALLSTONE  ILEUS.   (E.)   Raf,  L. 

(Karolinska  Inst.,  Stockhclm)  and  L. 
Spangen.  Aata  Chir.    Saand.    1 37(7) :665-675,  I971. 

All  80  cases  of  gallstone  ileus  registered  from 
I95A-67  in  the  hospitals  in  the  Stockholm  area 
(population  in  I967  was  1.^  million)  were  analyzed 
Ages  ranged  between  46  and  88  yr  (mean  age,  72 
yr).   Only  20  were  men.   The  predominance  of 
women  under  72  yr  was  861.   In  this  series  ]k 
patients  died,  all  but  1  postoperatively  and  death 
was  not  associated  with  higher  mean  age.  The 
postoperative  course  of  the  remaining  66  was 
examined  in  I969.   Three  patients  had  recurrence 
of  the  gallstone  ileus,  within  4  mo  of  the  original 
surgery.   Eleven  patients  had  a  cholecystectomy 
with  an  uncomplicated  postoperative  course. 
Twenty-four  patients  died  after  discharge;  only  1 
had  serious  liver  disease  and  there  was  no  gall- 
bladder carcinoma.   In  patients  dying  more  than  3 
yr  postoperatively  and  in  3  of  the  II  patients 
undergoing  cholecystectomy  the  fistula  between 
the  gallbladder  and  intestine  had  closed  spon- 
taneously.  The  commonest  postoperative  complica- 
tion was  wound  abscess  (33  patients),  appearing 
between  the  eighth  and  fourteenth  postoperative 
days  and  growing  E^.  col  i  in  13  cases  and  entero- 
cocci  in  5  cases  on  culture.   Only  1  of  9  patients 
who  received  terramycin  developed  an  abscess, 
while  half  of  those  receiving  other  antibiotics 
developed  abscess.   The  causes  of  death  post- 
operatively were  circulatory  failure,  broncho- 
pneumonia and  uremia.   The  cause  of  death  after 
discharge  was  cardiovascular  disease  and  malignancy 
of  the  digestive  tract  and  genitalia. 


10761     THE  ROLE  OF  THE  RESIDUAL  CHOLECYSTIC 
STUMP  IN  THE  GENESIS  OF  POSTCHOLECY- 
STECTOMY SYNDROME.   (Fr.)   Frank,  P.,  R.  Wolff, 
R.  Eisenbeth  and  P.  Bloch.  Lyon  Chir.    67(h)- 
260-264,  1971. 

Cholecystic  stumps  measuring  2  to  more  than  4  cm 
In  length  were  responsible  for  the  development 
of  a  postoperative  syndrome  in  6  of  500  patients 
who  had  undergone  cholecystectomy.   The  symptoms 
were  essentially  identical  to  those  which  had 
preceded  surgery.   In  2  of  6,  the  syndrome 
appeared  to  be  due  to  the  presence  of  the  elongated 
stump,  without  other  complications,  and  were 
relieved  promptly  by  its  resection.   In  3  of  6, 
the  inflamed  stump  was  associated  with  choledo- 
cholithiasis;  in  1  of  6,  with  chronic  pancreatitis 
and  stenosis  of  the  Sphincter  of  Oddi.   Following 
removal  of  the  calculi  and  resection  of  the 
stump,  a  choledochoduodenal  anastomosis  was 


created  in  all  4,  followed  by  gradual  subsidence 
of  the  postcholecystectomy  syndrome. 


10762     DISSOLUTION  OF  CHOLESTEROL  GALLSTONES 

BY  CHENODEOXYCHOLIC  ACID.   (E.) 
Danzinger,  R.  G.  (Mayo  Clin.,  Rochester,  Minn.), 
A.  F.  Hofmann,  L.  J.  Schoenfield  and  J.  L.  Thistle 

N.   Engl.    J.   Med.    286  (l ): 1-8,  1972 . 

Subjects  consisted  of  7  women  who  were  incapable 
of  childbearing  and  who  had  functioning  gall- 
bladders with  asymptomatic  radiolucent  calculi. 
Duodenal  bile  was  collected  after  cholecystok in  in 
stimulation.   Chenodeoxychol ic  and  cholic  acid 
pool  sizes  were  determined  by  an  isotope-dilution 
method  after  i  v.  injection  of  2 ,4-3H-chenodeoxy- 
chollc  and  24-i'*C-cholic  acid.   Total  bile  acid 
pools  were  calculated  from  the  measured  pools  and 
from  biliary  bile  acid  composition.   Cases  are 
briefly  reported  of  4  women  who  ingested  0.75-4.5 
g  of  chenodeoxychol ic  acid  daily.   A  47-yr-old 
woman  who  showed  no  response  to  an  earlier  diag- 
nostic regimen  with  1  g/day  of  cholic  acid  for  4 
months,  now  showed  that  3  small  stones  had  dis- 
appeared after  6  months  (initially  0.25  g  TID, 
then  4.5  g/day  by  month  5).   In  a  54  yr-old  woman 
taking  antacids  to  control  a  diaphragmatic 
esophageal  hernia,  there  was  progressive  decrease 
in  size  of  a  single  large  stone  over  a  22-month 
period.   In  a  58-yr-old  patient,  there  was  pro- 
gressive decrease  in  size  of  multiple  calculi  from 
10  to  3.5  mm  over  18  months.   In  a  30-yr-old 
female  there  was  a  decrease  in  number  and  size  of 
calculi.   Biliary  bile  acid  composition  changed 
to  become^more  than  30%   chenodeoxychol ic  acid, 
while  chenodeoxychol ic  acid  pools  (measured  in 
the  first  and  third  patients)  increased  from 
9.6  and  4.9  to  62.2  and  21.3  mg/kg,  resp.   In 
bile  from  all  patients,  the  molar  concentration 
of  both  bile  acids  and  lecithin  rose  in  relation 
to  that  of  cholesterol  with  resultant  increases 
in  the  ratios  of  total  bile  acid/cholesterol, 
lecithin/cholesterol  and  total  bile  acid  plus 
lecithin/cholesterol.   The  major  side  effect  was 
watery  diarrhea  at  higher  doses. 


10763     APPLICATION  OF  THE  DORMIA  CATHETER  TO 

THE  EXTRACTION  OF  RESIDUAL  BILIARY 
TRACT  CALCULI.   (E.)   Mazzariel lo ,  R.  (RI vadavi a- 
Peralta  Ramos  Med.  Ctr.  ,  Buenos  Aires,  Argentina). 
Aata  Gastroenterol.   Lat.   Am.    3(2):79-84,  1971. 

The  author  describes  another  of  his  means  of 
extracting  residual  bi 1 iary  calcul i  non-surg ical ly . 
The  regular  covering  of  the  ureteral  Dormia 
catheter  was  replaced  by  very  slippery  Teflon, 
making  it  possible  for  the  basket  to  be  opened 
even  in  sharp  curves.   After  filling  the  biliary 
passages  with  contrast  material,  a  plastic  sound, 
with  a  diameter  sufficient  to  pass  the  Dormia 
catheter  through  It,  is  passed  into  the  bile 
duct.   The  Dormia  catheter  is  used  without  the 
Kehr  tube.  As  soon  as  the  sound  Is  correctly 
placed  (In  contact  with  the  stone),  the  catheter 
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is  introduced  through  it  until  its  tip  surpasses 
the  position  occupied  by  the  stone.   With  stones 
in  the  terminal  common  bile  duct,  capture  of  the 
stone  is  best  when  the  basket  is  opened  next  to 
the  stone  instead  of  beyond  it.   This  method  was 
successful  in  all  26  cases  in  which  it  was  used 
(in  22  of  whom  stones  were  located  in  the  common 
bile  duct  while  in  'j  they  were  lodged  in  intra- 
hepatic branches).   This  procedure  was  painless 
and  there  were  no  complications.   Results  with 
other  techniques  in  139  patients  (with  126 
successful  extractions)  were  reported  previously. 


lOySi*     IDIOPATHIC  RETROPERITONEAL  FIBROSIS  AND 

SCLEROSING  CHOLANGITIS  ASSOCIATED  WITH 
A  RETICULUM  CELL  SARCOMA.   REPORT  OF  A  CASE. 
(E.)   Alpert,  L.  I.  (Mt .  Sinai  Sch.  Med.,  New  York, 
N.  Y.)  and  K.  Jindrak.  Gastroenterology   62(1): 
111-117,  1972. 

A  l6-yr-old  girl  had  severe  f ibrosclerosis  involving 
the  pericholedochal ,  periduodenal,  and  perureteral 
tissues  associated  with,  but  physically  remote  from, 
a  rapidly  growing  anaplastic  choledochal  reticulum 
cell  sarcoma.   The  development  of  both  the  fibrosing 
and  neoplastic  processes  was  followed  by  serial 
chol angiograms,  biopsies,  and  ultimately  autopsy, 
including  ul trastructural  examination  of  the 
tumor.   The  basic  process  of  sclerosing  cholangitis 
consists  of  segmental  or  diffuse  transmural  fibrosis 
of  the  large  biliary  ducts  with  secondary  stenosis, 
and  in  this  case  there  was  intrahepatic  extension 
to  involve  the  hepatic  hilum  and  main  intrahepatic 
ducts.   The  reticulum  cell  sarcoma,  demonstrating 
extremely  rapid  growth,  ultimately  destroyed  the 
major  portion  of  the  common  bile  duct  and  part  of 
the  duodenal  wall;  the  tumor  showed  minimal 
desmoplasia.   Certain  tumors  are  known  to  be  cap- 
able of  inducing  fibrosis  remote  from  their  site, 
the  endocardial  fibrosis  associated  with  some 
serotonin-secreting  carcinoid  tumors  being  the 
best  recognized, 

10765     RELATIONSHIP  OF  BILE  ACID  POOL  SIZE  TO 

THE  FORMATION  OF  LITHOGENIC  BILE  IN 
FEMALE  INDIANS  OF  THE  SOUTHWEST.   (E.)   Vlahcevic, 
Z.  R.  (VA  Hosp.,  Richmond,  Va.),  C  C.  Bell,  Jr., 
D.  H.  Gregory,  G.  Buker,  P.  Juttijudata  and  L. 
Swell.  Gastroenterology  (>2{]) :  7  3-S3,    1972. 

Eleven  female  American  Indian  patients  with  a 
lithogenic  bile  (3  had  cholesterol  gallstones) 
had  a  significantly  smaller  bile  acid  pool  than  a 
group  of  7  female  American  Indian  patients  with  a 
normal  bile.   The  total  bile  acid  pool  of  3 
patients  with  a  lithogenic  bile  and  no  gallstones 
was  also  lowered,  suggesting  that  reduction  in 
bile  acid  pool  could  be  a  factor  in  the  develop- 
ment of  lithogenic  bile  acid  of  subsequent  gal  1- 
stones.   The  production  of  primary  bile  acids  in 
the  female  Indian  averaged  350  mg/day;  the  pri- 
mary bile  acids  of  patients  with  a  lithogenic 
bile  turned  over  at  a  faster  rate  than  in  patients 
with  a  normal  bile.   The  diminished  bile  acid 


pool  in  the  female  Indians  with  a  lithogenic  bile 
resulted  from  an  inability  of  the  liver  to 
synthesize  adequate  amounts  of  bile  acids  to 
compensate  for  bile  acid  excretion.   Slight 
phospholipid  decreases  and  cholesterol  increases 
in  lithogenic  bile  when  coupled  with  the  reduced 
bile  acid  pool  tipped  the  bile  out  of  the  micellar 
zone. 


10766     THE  SO-CALLED  POSTCHOLECYSTECTOMY  SYN- 
DROME.  (Ger.)   Heinkel,  K.  (Stuttgart- 
Bad  Cannstatt  Med.  Clin.,  Germany),  W.  Maurer  and 
J.-M.  Kimmig.   Z.  Gastroenterol.    9(5):357-366  6 

xv-xvi,  1971. 

Among  SS**  patients  undergoing  surgery  of  the 
biliary  tracts,  concurrent  pancreatitis  was 
demonstrated  at  the  time  of  surgery  in  73  of  '♦27 
operated  for  cholelithiasis  (17.1^),  19  of  81 
operated  for  cholelithiasis  plus  choledochol i thiasis 
(23.5?),  3  of  13  operated  for  recurrent  choledo- 
chol! thiasis  (23.11)  and  19  of  63  operated  for 
cholecystitis  in  the  absence  of  calculi  (30.2%). 
Acute  or  subacute  pancreatitis  was  demonstrated 
at  the  time  of  surgery  in  1'4.2%  of  971  other 
patients  undergoing  upper  abdominal  surgery  for 
various  disorders  in  the  absence  of  any  pre- 
operative indication  of  pancreatic  involvement. 
It  is  concluded  that  cholecystectomy  may  occasionally 
give  rise  to  neurinoma,  granuloma  or  adhesions, 
but  that  the  so-called  postcholecystectomy  syndrome 
is  usually  due  to  pre-existing  disorder  or  dys- 
function of  organs  other  than  the  gallbladder, 
rather  than  representing  sequelae  of  the  surgical 
intervention. 


10767     BILE-RICH  DUODENAL  FLUID  AS  AN  INDICATOR 

OF  BILIARY  LIPID  COMPOSITION  AND  ITS 
APPLICABILITY  TO  DETECTION  OF  LITHOGENIC  BILE. 
(E.)   Vlahcevic,  Z.  R.  (McGuire  VA  Hosp.,  Richmond, 
Va.),  C.  C.  Bell,  Jr.,  P.  Juttijudata  and  L. 
Swell.  Am.   J.    Dig.   Dis.    61  (9) :797-802 ,  1971. 

Findings  are  presented  to  show  that  duodenal  and 
gallbladder  bile  of  the  same  patients  with  and^ 
without  gallstones  are  similar  in  lipid  composition. 
Lipid  composition  of  duodenal  and  gallbladder 
bile  in  10  patients  with  cholesterol  gallstones 
was  compared  to  11  patients  without.   The  lipid 
composition  of  duodenal  and  gallbladder  bile  was^ 
similar  in  each  patient.   Duodenal  bile  is  a  valid 
indicator  of  the  presence  of  lithogenic  bile  as 
shown  by  a  phase  diagram  plot  of  the  biliary 
lipid  composition.   Analysis  of  the  duodenal 
lipids  showed  that  a  distinction  could  be  made 
between  the  presence  of  calcium  bilirubinate  and 
that  of  cholesterol  gallstones.   One  or  2  samples 
of  duodenal  bile  was  sufficient  to  determine 
whether  the  bile  was  normal  or  abnormal.   Biliary 
composition  may  be  determined  without  resorting 
to  surgery. 

10768     BACTERIA  AND  DISEASE  OF  THE  BILIARY 
TRACT.   (E.)   Scott,  A.  J.  (U.  Otago 
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Med.  Sch.,  Dunedin,  New  Zealand).  Gut    12(6): 
't87-'492,  1971. 

The  lack  of  a  reliable  tool  for  the  non-operative 
diagnosis  of  biliary  tract  infections  inhibits 
the  understanding  of  the  role  of  these  bacteria 
in  disease  of  the  biliary  tract.   Typhoid,  cholera, 
and  infections  due  to  Enterobacteriaceae  follow 
similar  patterns  of  chronic  cholecystitis  in 
Europe  and  America  and  of  recurrent  pyogenic 
cholangitis  on  the  Pacific  coast  of  Asia.   A 
septicemic  phase  probably  occurs  and  pre-existing 
gallbladder  disease  is  not  a  prerequisite  for 
cholecystitis.   The  biliary  tract  probably  does 
not  harbor  bacteria  normally  but  bacteria  may 
precede  the  development  of  stones  often  explained 
on  the  basis  of  "bile  stasis".   Acalculous 
cholecystitis  is  of  unknown  etiology  and  is  often 
transitory.   Conversely,  the  typhoid  bacillus 
cannot  be  eradicated  if  prior  stones  exist.   In 
carcinoma  of  the  pancreas,  gallstones  are  present 
in  \Q%   of  the  patients  and  bacterial  cholangitis 
in  ()X.      Bacterial  counts  greater  than  10^  are 
found  in  only  5-10%  of  routine  cholecystectomy 
samples  but  antibiotics  need  to  be  administered 
only  if  surgical  correction  is  not  immediate. 
The  suppurative  cholangitis  that  occurs  in  Asia 
involves  the  bile  ducts  and  is  uninfluenced  by 
cholecystectomy. 


10769     INDUCED  ALTERATIONS  IN  COMPOSITION  OF 
BILE  OF  PERSONS  HAVING  CHOLELITHIASIS. 

(E.)   Thistle,  J.  L.  (Mayo  Clin.,  Rochester, 
Minn.)  and  L.  J.  Schoenfield.  Gastroenterology 
61  (A,  Pt.  l):A88-'t96,  1971. 

The  effects  of  administering  individual  bile 
acids,  cholic  acid  plus  clofibrate,  or  cholestyramine 
on  individual  bile  acid  proportions  and  on  the 
relative  concentrations  of  bile  acids,  lecithin, 
and  cholesterol  in  bile  were  studied  in  ^(2  women 
with  cholelithiasis.   While  these  subjects  had  a 
mean  pretreatment  bile  chenodeoxychol ic  acid 
level  of  37%,  after  the  administration  of  cheno- 
deoxychol ic  acid  this  bile  acid  represented  95% 
of  the  total  bile  acids.   After  administration 
of  cholic  acid,  it  and  deoxycholic  acid  comprised 
91%  of  the  total  bile  acids.   Hyodeoxychol ic  acid 
induced  a  significant  increase  in  chenodeoxychol ic 
acid  concentration.   Cholic  acid  with  clofibrate 
yielded  results  similar  to  those  seen  with  cholic 
acid  alone.   Following  cholestyramine  administra- 
tion, deoxycholic  and  chenodeoxychol ic  acids  were 
decreased  while  cholic  acid  levels  were  increased. 
Chenodeoxychol ic  acid  increased  and  clofibrate 
plus  cholic  acid  decreased  the  ratio  of  bile 
acids  plus  lecithin  to  cholesterol,  while  the 
other  agents  were  without  effect.   In  no  case  was 
there  any  observed  adverse  effects  due  to  the 
administered  agents. 


10770     A  REAPPRAISAL  OF  SURGICAL  TREATMENT 

FOR  INTRAHEPATIC  GALLSTONES.   (E.) 
Maki,  T.  (Tohoku  U.  Sch.  Med.,  Sendai ,  Japan), 


T.  Sato  and  T.  Matsushiro. 
155-165,  1972. 


Ann.   Surg.    175(2); 


Of  the  670  patients  operated  on  for  gallstones 
between  I96I  and  I969  by  the  authors,  ^7   had 
stones  in  an  intrahepatic  location  (6.9%).   Forty- 
one  had  calcium  bilirubinate  stones,  3  had 
cholesterol  stones  and  2  were  cases  of  rare  fatty 
acid  calcium  stones.   This  study  re-evaluated 
the  surgical  procedure  in  A6  of  the  patients. 
It  was  felt  that  the  cholesterol  stones  had 
migrated  from  the  gallbladder  and  probably  re- 
sulted from  biliary  infection.  E_.    col  i  was  deter- 
mined in  all  cases  of  intrahepatic  gallstones. 
In  2  cases  surgical  treatment  was  abandoned  be- 
cause of  associated  carcinoma.   The  basic  surgical 
treatment  is  lithotomy  and  in  some  cases  trans- 
hepatic cholangiol ithotomy  or  hepatic  lobectomy. 
Bile  stasis  was  eliminated  and  residual  stones 
were  permitted  to  flow  away  by  papi 1 lopl asty  or 
cholangiojejunostomy.   The  operative  mortality 
was  15.9%  and  was  higher  in  those  with  longer 
duration  of  symptoms  or  in  those  who  required  the 
more  extensive  surgical  procedures.   Serious 
consideration  should  be  given  to  hepatic  lobectomy 
and  the  consideration  of  gastric  resection  for 
duodenal  exclusion  is  of  prime  importance.   Late 
deaths  in  the  series  occurred  in  a  cirrhotic 
patient  with  esophageal  varices  due  to  hemorrhage 
and  in  another  patient  due  to  an  ascending  infec- 
tion.  All  other  patients  are   well. 


10771     HEPATIC  CALCULI.   (E.)   Balasegaram,  M. 

(Gen.  Hosp.,  Kuala  Lumpur,  Malaysia). 
Ann.   Surg.    175(2) :  1 '♦9-15'*,  1972. 

Hepatic  calculi  may  be  classified  in  accordance 
with  the  author's  experience  in  68  patients  with 
calculi,  as  (1)  originating  in  the  extrahepatic 
biliary  tract;  (2)  originating  in  the  liver  with 
no  evidence  of  stones  in  the  extrahepatic  biliary 
tract  and  (3)  calculi  found  in  liver  cysts. 
The  pathogenesis  depends  on  (a)  metabolic  dis- 
turbances, (b)  obstruction  and  stasis  of  bile 
and  (c)  infection.   The  calculi  that  are   formed 
in  the  biliary  tract  due  to  prolonged  stasi-s 
(95%  of  cases)  may,  if  small,  temporarily  migrate 
in  and  out  of  the  liver.   In  this  study,  the 
incidence  of  biliary  stones  with  intrahepatic 
stones  was  10.2%  and  may  be  associated  with  late 
surgical  treatment.   Diagnosis  was  established  by 
pre-  and  i ntra-operati ve  cholangiography  and 
direct  examination  at  laparotomy.   The  techniques 
for  removal  of  the  hepatic  stones  are  described 
in  detail.   The  usual  factors,  believed  to  cause 
hepatic  calculi  arising  solely  in  the  liver,  were 
not  present  in  the  7  patients  of  this  series. 
Calculi  in  most  cases  was  in  the  form  of  gravel 
filling  the  entire  tract  of  the  left  lobe  in  6 
patients.   Six  of  the  7  patients  were  male  and 
race  was  of  no  significance.   Treatment  was  by 
hemihepactectomy  and  a  case  study  is  presented. 
Two  patients  had  pigmented  calculi  contained  in 
clear  fluid  cysts  of  the  left  lobe.   These  calculi 
are  believed  to  arise  from  stasis  of  the  fluid 
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within  the  cyst.   Hemihepatectomy  was  the  treat- 
ment of  choice. 


10772     FURTHER  INDICATIONS  FOR  INTRAHEPATIC 

CHOLANGIOJEJUNOSTOMY.   (E.)   McArthur, 
M.  S.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and 
W.  P.  Longmire,  Jr.  Ann.    Surg.    175 (2) : 1 90-192, 
1972. 

Anastomosis  of  an  intrahepatic  biliary  duct  to 
the  jejunum  is  indicated  in  those  patients  with 
confirmed  extensive  benign  obstruction  of  the 
common  hepatic  duct  or  common  bile  duct  for  whom 
the  usual  reconstructive  methods  have  proved 
inadequate  or  as  a  palliative  operation  in  malignant 
disease  involving  the  extrahepatic  ducts.  The 
authors  feel  that  in  general  this  procedure  is 
not  indicated  for  the  relief  of  jaundice  due  to 
malignant  disease.  Two  patients  with  portal  vein 
obstruction,  portal  hypertension,  extensive 
hepatoduodenal  venous  collaterals,  and  benign 
common  bile  duct  stricture  are  reported.   Extra- 
hepatic  biliary  obstruction  was  relieved  in  one 
patient  and  progressively  improved  in  the  other 
by  the  intrahepatic  cholangiojejunostomy  with 
partial  hepatectomy.  The  first  case  involved  a 
it8-yr-old  man  who  sustained  complete  surgical 
transection  of  the  hepatoduodenal  ligament  in 
1968.   End-to-end  repair  was  made.   Subsequently, 
common  duct  obstruction  developed  which  required 
surgical  intervention  and  a  choledochojejunostomy 
was  performed.   Recurrent  bouts  of  cholangitis 
resulted  in  the  intrahepatic  cholangiojejunostomy 
and  the  patient  is  well  1  yr  later.  The  second 
case  describes  the  procedure  in  a  15-yr-old  male 
with  Banti's  syndrome. 


culture  of  the  bile  from  59  cases,  29  cases  grew 
E.  coli.   No  association  between  primary  carcinoma 
rnd  the  occurrence  of  hepatic  stones  was  found. 
Surgical  cure  rate  was  only  13.3^  and  it  is  hoped 
that  the  cause,  possibly  nutritional,  is  discovered. 


1077'*     ANESTHESIA  AND  RESUSCITATION  FOR  SURGERY 

OF  THE  BILIARY  TRACT  IN  EARLY  INFANCY. 
(Fr.)   Gaudiche,  0.  (I6  Rue  du  Docteur  Roux,  Paris) 
and  A.  M.  Dubousset.  Cah.    Anesthesiol.    19('t): 
'479-'*8'4,  1971. 


10775     BILIARY  PERITONITIS  DUE  TO  PERFORATED 

ACUTE  CHOLECYSTITIS.   (Sp.)   Gatta, 
F.  D.  G.  A.  Bol.    Soo.   Argent.    Cir.    32  (l): 13-18, 
1971. 


10776     THE  CLINICAL  COURSE  AND  DIAGNOSIS  OF 

CHOLECYSTOPANCREATITIS.   (Rus.) 
Podielets,  V.  F.  Zdravookhr .    Beloruss.    17(7): 
6-8,  1971. 


10777     OBSTRUCTIVE  JAUNDICE  DUE  TO  HEMATOBILIA. 
(Ger.)   Quast,  M.  (St.  Georg  Reg.  Hosp. , 
Leipzig,  Germany)  and  D.  Clauss.  Zentralbl. 
Chir.    96(l8):6l8-622,  1971. 


10778     HYPERPLASTIC  CHOLECYSTOS I S .   WITH 

REFERENCE  TO  17  CASES.   (Sp.) 
Acerbi  Cremades,  N.  (Natl.  U.  Cordoba,  Argentina) 
and  C.  Serra.  Prensa  Med.    Argent.    58(15) :770-776, 
1971. 


10773 


INTRAHEPATIC  STONES:  A  CLINICAL  STUDY. 
(E.)   Wen,  C.-C.  and  H.-C.  Lee.  Ann. 
Surg.    175(2): 166-177,  1972. 


In  this  study  150  patients  with  intrahepatic 
stones  were  analyzed.  The  highest  incidence  of 
stones  occurred  in  the  21-30  yr  age  group  (36.6^) 
with  86^  of  the  patients  between  21  and  50  yr 
old.   Analysis  of  the  number  of  beds  available 
based  on  sex  revealed  that  both  men  and  women  are 
equally  affected.   Most  patients  were  undernourished 
and  from  a  lower  socio-economic  class.  The 
patients  presented  with  chills  and  fever,  con- 
comitant right  upper  quadrant  abdominal  pain  and 
in  1  or  2  days  jaundice  appeared.   Severe  toxic 
symptoms  were  noted  and  attacks  varied  from  once 
a  week  to  once  in  more  than  a  year.  The  stones 
are  translucent  but  transhepatic  cholangiography 
may  be  of  some  help.   Operative  findings  and 
methods  of  removing  the  stones,  which  were  mostly 
composed  of  bile  pigment  are  discussed  in  detail. 
The  surgical  procedures  with  the  highest  degree 
of  success  were  side-to-side  choledochoduodenostomy 
because  of  recurrent  stones,  hemihepatectomy, 
and  most  recently  transduodenal  sphincteroplasty. 
Mortality  was  k.(}%   due  mostly  to  hepatic  failure 
with  infection  as  a  contributing  factor.  On 


10779     ANATOMICAL  VARIETIES  OF  BILIARY  TRACTS 

SITUATED  IN  THE  REGION  OF  THE  PORTA 
HEPATIS.   (Pol.)  Walkiewicz,  E.  (Med.  Acad  1st 
Surg.  Clin.,  Wroclaw,  Poland).  Pol.    Przegl.    Chir. 
'(3(7):1117-1123,  1971. 


10780     LATE  RESULTS  OF  SURGICAL  TREATMENT  OF 

CHOLECYSTITIS.   (Rus.)   Bognitskaia, 
T.  N.  and  P.  M.  Lukichev.  Khirurgiia    (Mask.) 
it7(7):76-80,  1971. 


10781     BILIARY  TRACT  SURGERY  FOR  BENIGN  DISEASE. 

(Por.)   Ximenes  Neto,  M.  (U.  Brasilia 
Sch.  Health  Sci .  ,  Brazil).  Rev.   Assoa.    Med. 
Minas   Gerais   22(l):21-29,  1971. 


10782 


INTESTINAL  MALABSORPTION  IN  HEPATOBILIARY 
DISEASES.   (Rus.)   Frolkis,  A.  V. 

(U.  Petrozavodsk,  USSR)  and  T.  I.  Belenkaia. 

Klin.  Med.    (Mask.)   49(8) : 92-96,  1971. 

10783     INFLUENCE  OF  CHOLANGITIS  ON  THE  SECRE- 
TION OF  STEROIDS  BY  THE  STOMACH  AND 
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KIDNEYS.   (Rus.)   Popov,  I.  D.  (Med.  Inst.,  Kiev 
USSR).  Klin.   Med.    (Mask.)   49(8) : 77-81 ,  I971. 

I078/»     PLASTIC  REPAIR  OF  VESICODUCTAL  FISTULA 

USING  THE  WALL  OF  THE  GALLBLADDER  AND 
TRANSSECTING  THE  SPHINCTER  OF  ODDI.   (Pol.) 
Formejster,  I.  (Dist.  Hosp.,  Wagrowrec,  Poland). 
Wiad.    Lek.    2'»(17) :  I663-I66A,  I971. 


10785 


M.  M. 


10786 


A  STUDY  OF  TREATMENT  OF  PATIENTS  WITH 
ACUTE  CHOLECYSTITIS.   (Rus.)   Kovalev, 
Vestn.   Khir.    106(5) : 17-21 ,  1971. 


CARCINOMA  OF  THE  GALLBLADDER.   (E.) 
Holmes,  S.  L.  (Stanford  U.  Sch.  Med., 

Calif.)  and  J.  B.  D.  Mark.  Surg.    Gyneool.    Obstet. 

133(A)  :56l-56i4,  1971. 


10787     STENOSIS  OF  THE  COMMON  BILE  DUCT  AFTER 

GASTRECTOMY.   (Fr.)   Hureau,  J. 
(Vaugirard  Hosp.,  Paris)  and  P.  Vayre.  Sem.    Hop. 
Paris   A7(23): 1526-1529,  1971. 


10788     CLINICAL  SYMPTOMS  AND  MORPHOLOGIC 
CHANGES  IN  THE  GALLBLADDER  IN  THE 
COURSE  OF  CHOLELITHIASIS.   (Pol.)   Gryglicki 
(Med.  Acad.  3rd  Surg.  Clin.,  Bytom,  Poland). 
Pol.    Przegl.    Chir.    43  (7) : IO8I-IO89,  1971. 


J. 


10789     RE  INTERVENTIONS  ON  THE  BILIARY  TRACT. 

(Pol.)   Glinski,  M.  (Med.  Acad  1st  Surg. 
Clin,,  Zabrze,  Poland),  W.  Grzywna  and  M.  Pardela 
Pol.   Przegl.    Chir.    43 (l ) :7-10,  1971 . 


10790     THE  TACTICS  OF  ROENTGENOLOGIC  INVESTIGA- 
TION IN  CALCULOUS  CHOLECYSTITIS.   (Rus.) 
Sharov,  B.  K.  (Med.  Inst.,  Chelyabinsk,  USSR)  and 
I.  D.  Rostovtseva.  Khirurgiia   (Mask.)   47(10)- 
63-67,  1971. 


10791     TELEVISED  RADIOCHOLANG lOMANOMETRY. 

(Sp.)   Chikiar,  A.  (Pirovano  Hosp., 
Buenos  Aires,  Argentina),  J.  A.  Resio  and  M. 
Sapochnik.  Prensa  Med.   Argent.    58(14) :734-737, 


10792  DECOMPRESSION  OPERATIONS  ON  THE  DUODENUM 
AND  BILE  DUCTS  (CHOLECYSTOJEJUNOSTOMY 

CHOLEDOCHOJEJUNOSTOMY,  DUODENOJEJUNOSTOMY).   (Rus  ) 
Smlrnov,  E.  V.  Vestn.   Khir.    107(8) :4l-45,  1971. 

10793  RECENT  EXPERIENCES  WITH  GALLSTONE  ILEUS. 
(E.)   Vejlsted,  H.  (Princeton  Hosp., 

N.  J.),  J.  B.  Hastings,  W.  Haynes  and  J,  Chandler. 
J.   Med.   Soa.   NJ   68(8) :659-660  1971 


10794     PRIMARY  SCLEROSING  CHOLANGITIS.   (E.) 

Tinckler,  L.  (U.  Singapore  Dept.  Surg.) 
Postgrad.   Med.   J.    47(552) :666-670 ,  I971. 


10795     THE  CONCLUSIVENESS  OF  ROENTGENOLOGIC 
ASSESSMENT  OF  THE  GALLBLADDER  REFLEX. 
COMPARATIVE  PLANIMETRIC  INVESTIGATIONS.   (Ger.) 
Koenig,  H.  (Martin  Luther  U.  2nd  Med.  Clin., 
Halle,  Germany).   Z.  Gesamte  Inn.   Med.    26(18)- 
588-591,  1971. 


10796     MALIGNANT  NEURILEMMOMA  OF  THE  PAPILLA 

OF  VATER.   (Pol.)   Krajka,  K.  (Med. 
Acad.  Inst.  Surg.,  Gdansk,  Poland)  and  J.  Dybicki 
Pol.   Przegl.    Chir.    43  (7) : 1 177-1 179,  1971. 


10797     ACUTE  CHOLECYSTITIS  FOLLOWING  UNRELATED 

SURGERY.   (E.)   Callaghan,  J. 
(Winneshiek  County  Mem.  Hosp.,  Decorah,  Iowa). 
J.    Ir.   Med.  Assoc.    64(418) : 424-427,  1971. 


10798     SIMULATED  DUPLICATION  OF  THE  GALLBLADDER. 

(Ger.)   Hering,  K.  (Knappschaf ts  Hosp., 
Recklinghausen,  Germany)  andG.  Billenkamp. 

Fortsahr.   Geb.   Roentgenstr.   Nuklearmed.    115(4)- 
542-543,  1971. 


10799     ROENTGENOLOGIC  AND  GENERAL  ASPECTS  OF 

EMPHYSEMATOUS  CHOLECYSTITIS.   (Ger.) 
Keller,  H.  L.  (Tech.  U.  Isar  Clin.,  Munich, 
Germany),  M.  Ferstl  and  N.  Rupp.  Fortsahr.    Geb. 
Roentgenstr.    Nuklearmed.    1 15(4)  :475-482,  I971. 


10800  ADENOMYOMATOSIS  OF  THE  GALLBLADDER. 
(Ger.)   Frommhold,  W.  (U.  Tubingen  Inst. 

Radiol.  Med.,  Germany)  and  K.  Lagemann.  Fortsahr. 
Geb.   Roentgenstr.   Nuklearmed.    1 15(4) :464-475,  197] 

10801  CARCINOID  TUMOURS  OF  THE  AMPULLA  OF 
VATER.   (Fr.)   Moreaux,  J.,  E.  Martin 

and  P.  Bloch.  Chirurgie   97(7) : 473-479 ,  1971. 

10802  THE  STRATIFICATION  PHENOMENON  OF  THE 
GALLBLADDER  AND  THE  ROENTGENOLOGIC 

DIAGNOSIS  OF  CHOLECYSTITIS.   COMMENT  UPON  THE 
PAPER  BY  PREUSS  H.J.:   'STRATIFICATION  PHENOMENA 
OF  THE  GALLBLADDER  IN  INTRAVENOUS  CHOLANGIOGRAPHY' 
EXPRESSION  OF  RESORPTIVE  MUCOSAL  FUNCTION?   (Ger.)' 
Lindenbraten,  L.  D.  (l.M.  Setschenov  1st  Med. 
Inst.,  Moscow).  Fortsahr.    Geb.    Roentgenstr. 
Nuklearmed.    1 15(4) :457-464,  1971. 

10803  ANALYSIS  OF  25  CHILDREN  ADMITTED  FOR 
BILE  DUCT  ATRESIA  IN  THE  COURSE  OF  I7 

YEARS.   (Cz.)   Navratil,  M.  (Palacky  U.  Sch.  Med 
Olomouc,  Czechoslovakia).  Cesk.    Pediatr.    26(6)-  ' 
277-279,  1971. 


See  also  numbers:   10118,  IOI34,  10145,  10152,  10211,  10549,  IO676,  IO7I6 
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lOSCl     DIARRHOEA:   MECHANISMS  AND  TREATMENT. 

(E.)   Low-Beer,  T.  S.  (Bristol  Roy. 
Infirm.,  England)  and  A.  E.  Read.  Gut    12(12): 
1021-1036,  1971. 

Two  main  mechanisms  have  been  held  responsible 
for  acute  diarrhea:   excessive  secretion  of  water 
and  electrolytes  into  the  intestine  stimulated  by 
bacterial  toxins  (e.g.  in  cholera),  and  mucosal 
injury  by  bacteria  resulting  in  inflammation, 
exudation  of  serum  and  blood,  and  impaired  absorp- 
tive function  (e.g.  in  bacillary  dysentery). 
Humoral  agents  in  diarrhea  are  di scussed  in  rela- 
tion to  Zoll inger-Ell ison  syndrome,  carcinoid 
syndrome,  medullary  carcinomas  of  the  thyroid 
and  cyclic  AMP.   Diarrhea  in  the  stagnant  loop 
syndrome,  osmotic  diarrhea  associated  with 
disaccharidase  deficiency,  the  influence  of  small 
intestine  disease  on  colonic  absorption,  and 
diarrhea  in  disorders  of  intestinal  motility, 
chronic  colonic  disease  and  in  celiac  disease  are 
reviewed.   Diarrhea  can  usefully  be  considered  as 
a  disturbance  in  the  balance  between  the  mechanisms 
controlling  secretion  and  absorption  of  water 
resulting  in  an  excess  loss  of  water  in  the  feces. 

10805     MESENTERIC  VENOUS  THROMBOSIS  AND  SMALL- 
BOWEL  INFARCTION  FOLLOWING  INFUSION  OF 
VASOPRESSIN  INTO  THE  SUPERIOR  MESENTERIC  ARTERY. 
(E.)   Renert,  W.  A.  (Columbia-Presbyterian  Med. 
Ctr.,  New  York,  N.  Y.),  K.  F.  Button,  S.  L.  Fuld 
and  W.  J.  Casarella.  Radiology   102(2) :299-302, 
1972. 

f^   60-yr-old  male  presented  in  1963  with  a  post- 
bulbar  ulcer,  with  a  recurrence  and  stricture  in 
1965  for  which  he  underwent  hemi gastrectomy, 
vagotomy  and  Billroth  II  anastomosis.   He  did  well 
until  1968  when  he  was  admitted  for  evaluation  of 
hepatosplenomegaly.   A  gastrointestinal  series 
revealed  a  normal  postoperative  stomach  with  no 
evidence  of  varices.   In  1969  he  was  admitted 
with  melena  and  ascites  and  was  considered  to^ 
have  borderline  hepatic  encephalopathy  for  which 
he  was  transfused  and  discharged.   He  was  re- 
admitted in  late  1970  with  increasing  ascites, 
deepening  jaundice  and  asterixis.   He  appeared  to 
improve  on  a  low-protein,  high-carbohydrate,  high- 
fat  diet  with  p.o.  neomycin,  but  suddenly  developed 
bleeding  varices  with  no  response  to  multiple 
transfusions.  A  Sengstaken-Blakemore  tube  was 
passed  and  he  received  20  U  vasopressin  in  50  ml 
of  5%   dextrose  and  water  i.v.  over  a  period  of 
30  min  and  this  was  repeated  3  times  at  2-hr 
intervals,  with  no  real  cessation  of  bleeding. 
Sixteen  hr  after  the  last  infusion,  he  underwent 
emergency  percutaneous  superior  mesenteric  artery 
catheterization  through  the  right  femoral  artery. 
This  revealed  that  the  superior  mesenteric  and 
portal  veins  were  patent,  and  0.2  U/ml/min  of 
vasopressin  was  infused  directly  into  the  superior 
mesenteric  artery  by  a  constant  infusion  pump. 
This  was  followed  by  a  cessation  of  bleeding  and 


return  of  blood  pressure  to  normal.   Fifteen  hr 
later  his  urinary  output  fell  markedly  and  he  was 
noted  to  be  quite  acidotic  so  the  infusion  was 
stopped.   He  died  11  hr  later.  Autopsy  revealed 
thrombotic  occlusion  of  several  small  veins  in 
the  mesentery  adjacent  to  the  jejunum  at  a  point 
100  cm  from  the  Ligament  of  Treitz.  No  such^ 
occlusions  were  seen  in  the  mesenteric  arterial 
tree. 


10806     SELECTIVE  ARTERIAL  EMBOLIZATION.  A 

NEW  METHOD  FOR  CONTROL  OF  ACUTE  GASTRO- 
INTESTINAL BLEEDING.   (E.)   Rosch,  J.  (U.  Oregon 
Med.  Sch.,  Portland),  C.  T.  Dotter  and  M,  J. 
Brown.  Radiology   102(2) : 303-306,  1972. 

A  '»3-yr-o1d  woman  with  diabetes  and  chronic 
alcoholism  was  hospitalized  because  of  gastro- 
intestinal bleeding.   She  was  treated  medically 
for  ulcer  disease  but  failed  follow-up,  being 
readmitted  9  months  later  with  abdominal  distention, 
jaundice  and  melena,  followed  by  active  bleeding, 
hematemesis  and  moderate  shock.   She  was  treated 
with  transfusions  and  gastric  lavage  with  iced 
saline.   Emergency  percutaneous  femoral  arterio- 
graphy revealed  gross  arterial  bleeding  from 
branches  of  the  right  gastroepiploic  artery  into 
the  prepyloric  part  of  the  stomach,  as  well  as  an 
intrahepatic  pattern  of  cirrhosis  and  portal 
hypertension  with  mesenteric  and  esophageal 
varices.  After  a  '♦O-min  infusion  of  epinephrine 
into  the  common  hepatic  artery  at  a  rate  of  20   ^ 
yg/min  there  was  considerable  vascular  constriction 
with  no  evidence  of  continuing  extravasation  of 
contrast  medium.   She  received  another  20-min 
infusion  followed  by  disappearance  of  clinical 
signs  of  active  bleeding.   Bleeding  resumed 
shortly  and  required  transfusion  with  3  U  in  ^4 
hr.  The  femoral  catheter  was  removed  and  another 
was  inserted  through  the  left  axillary  artery 
into  the  gastroepiploic  artery.   Following  a  20- 
min  infusion  with  epinephrine  (6  yg/min),  a  2-ml 
autogenous  blood  clot  was  injected  through  the 
catheter;  this  clot  required  at  least  k5   mm  to 
form  because  of  her  severe  coagulation  defect  of 
hepatic  etiology.  The  catheter  was  withdrawn  2  cm 
and  followed  by  another  20-min  infusion.  With 
no  recurrence,  follow-up  arteriography  I'*  /"" 
later  showed  a  5-cm  segmental  occlusion  of  the 
gastroepiploic  artery  at  the  site  in  question. 
In  the  absence  of  further  bleeding  she  developed 
hepatorenal  syndrome  and  died  13  days  after 
admission. 


10807 


FECAL  EXCRETION  OF  BILE  ACIDS:  A  NEW 
TECHNIQUE  FOR  STUDYING  BILE  ACID 
KINETICS  IN  PATIENTS  WITH  ILEAL  RESECTION.  .(E.) 
(U.  Colorado  Sch.  Med.,  Denver) 
J.    Clin.    Invest.    50(12): 


Woodbury,  J.  F. 
and  F.  Kern,  Jr 
2531-25'40,  1971. 

The  11  subjects  with  diarrhea  were  divided  into 
2  groups:   the  first  consisted  of  5  with  less 
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than  100  cm  of  ileum  resected  or  involved  with 
disease  (regional  enteritis)  and  1  with  pancreatic 
insufficiency  without  intestinal  disease;  5  in 
whommore  than  100  cm  of  ileum  had  been  resected 
or  was  involved  with  disease.   After  an  overnight 
fast,  each  subject  was  given  10  pCi  cholic  acid-l'*C 
i.v.  early  in  the  morning  and  3  hr  later,  with 
breakfast,  each  took  2  yCi  ^krClj  in  water  p.o. 
Individual  stools  were  collected  during  the  next 
36-96  hr.   No  dietary  restrictions  were  imposed  at 
any  time.   The  excretion  rate  of  ^Icr  was  similar 
in  both  groups,  but  that  of  cholic  acid-l'^C  was 
more  rapid  in  those  with  the  greater  degree  of 
ileal  unvolvement.   The  cholic  acid  absorption 
coefficient  (calculated  as  the  difference  between 
the  excretion  rates  of  ^^Cr  and  l'*C)  was  normal 
in  the  single  patient  with  pancreatic  insufficiency, 
moderately  decreased  in  those  with  less  than  100 
cm  of  ileal  involvement  and  very  decreased  or  even 
zero  in  those  with  more  extensive  involvement;  an 
inverse  linear  relationship  was  described.   The 
daily  fecal  excretion  of  bile  acids  was  1-2  times 
normal  in  those  with  less  involvement  and  2-8 
times  normal  in  the  others.   In  all  patients  with 
ileal  disease,  there  was  a  direct  correlation 
between  fecal  bile  acid,  fecal  mass  and  fecal 
water. 


IN  A  ZOLLINGER-ELLISON  TUMOUR  OF  THE  PANCREAS. 
(E.)   Creutzfeldt,  W.  (U.  Gottingen  Dept.  Med., 
Germany),  R.  Arnold,  C.  Creutzfeldt,  G.  Feurle 
and  H.  Ketterer.  Eur.    J.    Clin.    Invest.    1(6): 
h(>\-kl3,    1971. 

In  6  patients  with  pernicious  anemia,  achlorhydria, 
and  elevated  serum  gastrin  levels,  the  antral 
mucosal  gastrin  content,  estimated  with  an  immuno- 
logic method,  was  more  than  20  times  higher  than 
normal  controls,  and  the  G-cells,  localized  using 
peroxidase-labeled  antibodies,  were  more  numerous. 
Increased  secretory  activity  as  well  as  hyperplasia 
of  the  6-cells  was  seen.   Gastrin  release  occurred 
by  intracellular  dissolution  of  the  granule  con- 
tent with  the  membranous  sacs.   Zol 1 inger-El 1 i son 
tumor  contained  gastrin  and  gave  a  positive 
immunohistologic  reaction  for  this  hormone.   G- 
cell  hyperplasia  was  noted  in  6  cases  of  acromegaly, 
h   of  which  also  had  an  increased  antral  gastrin 
content.   The  pituitary,  especially  growth  hormone, 
may  have  a  trophic  function  on  the  G  cells. 
Three  hyperparathyroidism  patients  showed  G-cell 
hyperplasia  and  increased  gastrin  content  suggesting 
a  trophic  function  of  serum  calcium  level  on  the 
G-cells, 


10808     CHANGES  IN  BODY  COMPOSITION  AFTER 

JEJUNOILEAL  BYPASS  IN  MORBIDLY  OBESE 
PATIENTS.   (E.)   Brill,  A.  B,  (Vanderbilt  U.  Med. 
Ctr.,  Nashville,  Tenn.),  H.  H.  Sandstead,  R. 
Price,  R.  E.  Johnston,  D.  H.  Law,  IV  and  H.  W. 
Scott,  Jr.  Am.    J.    Surg.    123(0:^9-56,  1972. 

Studies  of  body  weight,  lean  body  mass,  and  total 
body  water  were  conducted  in  25  patients  with 
massive  obesity  for  up  to  36  mo.   Patients  under- 
went either  Payne-De  Wind  or  modified  Payne-De  Wind 
jejunoileal  bypass;  the  latter  procedure  gave 
more  satisfactory  results.   Patients  with  good 
responses  after  either  procedure  lost  20-^0^  of 
their  body  weight  in  12  months.   Fat  loss  proceeded 
faster  than  loss  of  lean  body  mass,  the  operation 
achieving  its  goal  of  weight  reduction  with  rela- 
tive sparing  of  muscle  mass.   Patients  with  massive 
obesity  had  more  water  than  expected  per  kg  of 
lean  body  mass;  this  increased  hydration  was 
striking  and  amounted  to  a  21.5^  increase  in  body 
water.   Postoperatively,  losses  of  potentially 
large  amounts  of  water  and  electrolytes,  as  well 
as  nutrients,  in  diarrhea  must  be  noted  carefully 
and  replaced  promptly.   Insensible  water  losses 
were  high,  amounting  to  l.k   and  2.9  1/day  in  2 
patients  without  diarrhea.   After  the  first  month 
or  2,  if  fat  intake  is  kept  below  20-30  g/day, 
patients  can  have  l-**  formed  stools  per  day. 
When  diarrhea  persists  or  is  transiently  severe, 
replacement  of  electrolyte,  vitamin  and  water 
deficits  should  be  accomplished. 


10809     GASTRIN  AND  G-CELLS  IN  THE  ANTRAL 

MUCOSA  OF  PATIENTS  WITH  PERNICIOUS 
ANAEMIA,  ACROMEGALY  AND  HYPERPARATHYROIDISM  AND 


10810     SYSTEMIC  SCLERODERMA  AND  MASSIVE 

INFARCTION  OF  INTESTINE  AND  LIVER. 
(E.)   MacMahon,  H,  E.  (Tufts  U.  Sch.  Med.,  Boston) 
Surg.    Gyneool.    Obstet.    H'td ) :  lO-U,  1972. 

The  primary  symptoms  of  a  77-yr-old  female  were 
recurrent  midepigastri c  cramplike  pains  over  a  6- 
month  period.   These  pains  increased  in  severity 
and  frequency  and  were  accompanied  by  anorexia 
and  weight  loss.   The  patient  developed  an  acute 
abdomen,  and  died  in  a  state  of  shock  3  days 
later.   At  autopsy,  she  was  found  to  have  massive 
infarction  of  the  intestine  and  liver  and  also 
scleroderma  involving  the  small  vessels,  particu- 
larly the  small  arteries  of  the  splanchnic  area. 
Vasospasm  was  probably  the  most  important  single 
factor  responsible  for  the  infarction  necrosis 
in  this  patient,  underlying  systemic  sclerosis 
being  the  precipitating  factor.   That  mechanism 
would  provide  a  probable  basis  for  the  recurrent 
cramplike  abdominal  pains. 


10811     SYSTEMIC  EFFECTS  OF  PARENTERAL  CHOLERA 

ENTEROTOXIN  IN  DOGS.   (E.)   Pierce, 
N.  F.  (Baltimore  City  Hosps.,  Md.),  J.  R.  Graybill, 
M.  M.  Kaplan  and  D.  L.  Bouwman.  J.    Lab.    Clin. 
Med.    79(1):1'(5-156,  1972. 

The  cause  of  death,  seen  frequently  2-10  days 
after  single  doses  of  100  pg  of  purified  cholera 
enterotoxin  were  administered  was  unknown. 
Diarrhea  was  not  observed  but  several  biochemical 
abnormalities  occurred  including:   hyponatremia, 
hyperglycemia,  and  elevated  SGOT  and  alkaline 
phosphatase  levels.   Serum  glucose  was  elevated 
within  6  hr  and  remained  increased  for  at  least 
5  days  in  fasting  dogs.   As  little  as  10  yg  of 
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cholera  enterotoxin  caused  an  elevation  of  serum 
alkaline  phosphatase  within  2k-h8   days;  the 
increase  was  seen  after  5  days.  The  elevated 
levels  were  clearly  of  hepatic  origin  and  may  be 
due  to  induction  by  cholera  enterotoxin  mediated 
by  hepatic  adenyl  cyclase.  Hyponatremia  and 
increased  SCOT  levels  were  also  of  several  day's 
duration.   A  formal inized  cholera  toxoid  produced 
none  of  the  above  effects. 


10812     IMMUNOLOGICAL  RESPONSES  IN  SJ0GREN'S 

SYNDROME  AND  RHEUMATOID  ARTHRITIS. 
(E.)  Whaley,  K.  (Western  Infirm.,  Glasgow, 
Scotland),  A.  C.  A.  Glen,  R.  N.  M.  MacSween,  S. 
Deodhar,  W.  C.  Dick,  G.  Nuki ,  J.  Williamson  and 
W.  W.  Buchanan.  Clin.    Exp.    Immunol.    9(6) :721-732 , 
1971. 

Reduced  numbers  of  patients  sensitized  to  2-k 
dinitrochlorobenzene  were  observed  in  sero-pos i ti ve 
rheumatoid  arthritics  (58^)  and  rheumatoid  arth- 
ritics  with  Sjogren's  syndrome  (50^).   Normal 
responses  were  seen  in  patients  with  sicca  syndrome 
and  sero-negative  rheumatoid  arthritis.   Sero- 
positive rheumatoid  arthritics  had  a  lower  serum 
albumin.   Mantoux  responses  were  seen  in  patients 
with  rheumatoid  arthritis  and  Sjogren's  syndrome 
at  the  1:1000  dilution  and  patients  with  sicca 
syndrome  at  1:100  dilution.   Lymphocyte  RNA:DNA 
ratios  were  increased  in  those  groups  of  patients 
responding  poorly  to  2-'4  dinitrochlorobenzene. 
A  correlation  was  found  between  mean  diameter  of 
lymphocytes  in  the  peripheral  blood  and  the  RNA:DNA 
ratios,  suggesting  that  patients  with  elevated^ 
ratios  have  an  absolute,  or  relative  increase  in 
the  number  of  large  lymphocytes  circulating. 
Failure  to  respond  to  2-^   dinitrochlorobenzene 
may  be  due  to  a  deficiency  of  uncommitted  small 
lymphocytes. 


10813 


GASTROINTESTINAL  CANCER  IN  IRAN.   (E.) 
Haghighi,  P.  (Pahlavi  U.  Dept.  Pathol., 

Shiraz,  Iran)  and  K.  Nasr.  J.    Chronia  Dis. 

2'*(10):625-633,  1971. 


The  minimal  incidence,  '»83  cases  over  a  6-yr 
period,  of  gastrointestinal  cancers  in  Southern 
Iran  was  compared  to  the  true  incidence  in  Connec- 
ticut. The  incidence  of  esophageal  cancer  and 
cancers  of  the  small  intestine  was  higher  in  Pars, 
Iran  for  both  males  and  females  up  to  age  i*?;  the 
predominant  types  were  squamous  cell  carcinoma 
and  lymphoma,  resp.   Small  intestinal  lymphomas 
appear  to  be  a  distinct  entity  found  in  and 
apparently  only  reported  from  the  Middle  East. 
Except  for  1  case  in  the  O-l^t  age  group  large  intes- 
tinal cancers,  predominantly  adenocarcinoma,  were 
not  more  frequent  in  Pars.   Rectal  cancers  are 
more  frequent  in  Pars  in  only  2  age  brackets  under 
35.   In  men  up  to  age  65  and  in  women  in  the  25-'*5 
age  bracket,  primary  liver  cancers  were  definitely 
more  frequent.  This  may  be  due  to  the  high  inci- 
dence of  primary  hepatocellular  tumor  seen  in 
association  with  postnecrotic  cirrhosis. 


Gallbladder  and  biliary  tract  tumors,  but  not 
pancreatic  cancers,  were  more  frequent  in  Pars. 
Gastric  cancer  is  the  most  frequent  gastrointestinal 
tract  malignant  neoplasm  in  Pars:   two-thirds  of 
gastrointestinal  tumors  are  in  the  upper  segments, 

1081A     BIOPSY  DIAGNOSIS  OP  AMYLOIDOSIS  IN 

RHEUMATOID  ARTHRITIS.   MALABSORPTION 
CAUSED  BY  INTESTINAL  AMYLOID  DEPOSITS.   (E.) 
Pettersson,  T.  (Univ.  Cent.  Hosp.,  Helsinki)  and 
0.  Wegelius.  Gastmentevology  (i2{.\) -.21-21 ,    1972. 

Biopsy  specimens  were  taken  from  the  gingiva, 
small  intestine,  rectum  and  kidney  of  15  patients 
with  severe  rheumatoid  arthritis  and  known  amy- 
loidosis, and  the  rates  of  detection  of  amyloid 
were  compared  in  the  different  locations.   Amyloid 
was  clearly  demonstrated  in  k   of  11  gingival 
specimens,  and  10  of  15  rectal  biopsies.   Intestinal 
biopsy  revealed  amyloid  in  all  12  patients  studied, 
and  renal  biopsy  was  positive  in  all  8  patients 
investigated.   Histologic  examination  of  the 
jejunal  mucosa  revealed  villi  of  normal  appearance 
in  all  the  cases  studied.  Amyloid  deposits  were 
located  peri vascul arly  in  the  lamina  propria  and 
submucosa  in  10  cases,  but  was  subepi thel ial _ in 
2.  Twelve  patients  had  impaired  renal  function 
and  in  7  cases  intestinal  malabsorption,  especially 
of  lactose  was  revealed.  The  data  suggest  that 
small  intestinal  biopsy  is  valuable  in  the 
diagnosis  of  amyloidosis. 

10815     POSTOPERATIVE  SALIVARY  AMYLASE  CHANGES 

IN  CHILDREN.  (E.)   Groza,  P.  (D. 

Danielopolu  Inst.  Norm.  Pathol.  Physiol.,  Bucharest), 
V.  Zamfir  and  D.  Lungu.  Rev.    Roum.    Phijszol. 
8('4):307-312,  1971. 

Subjects  consisted  of  2A  children  (6-15  yr)  who 
were  subjected  to  average  surgical  stresses. 
Total  and  parotid  saliva  outputs  were  stimulated 
by  the  method  of  Holmes  (10)  and  by  lingual 
application  of  lemon  juice  (U)  and  saliva  samples 
were  collected  before  surgery  and  on  postoperative 
days  1,  2  and  h.      The  Holmes  method  consists  of 
oral  breathing  assured  by  nose  clamping  and 
lemon  juice  applied  on  the  tongue.  The  salivary 
amylase  concentration  was  assayed  by  the  method 
of  Wolgemuth.   Preoperati vely ,  total  salivary 
output  in  response  to  Holmes  stimulation  was 
60.6^  that  seen  in  response  to  lemon  juice  and 
the  parotid  response  to  lemon  juice  was  65. 6^  of 
total  response  to  lemon  juice.  Total  Holmes- 
stimulated  saliva  increased  directly  with  age, 
while  total  and  parotid  saliva  in  response  to 
lemon  juice  decreased  with  age.   Postoperatively, 
the  total  quantity  of  saliva  decreased  on  day  1 
to  50^  of  the  control  value  and  returned  to 
normal  by  day  '♦ ;  parotid  output  was  not  well 
measured.   No  relations  to  age  were  seen  post- 
operatively.  Preoperative^,  the  amylase  con- 
centration of  lemon-stimulated  total  saliva  was 
6.8  times  that  of  Holmes-stimulated  total  saliva, 
and  that  of  lemon-stimulated  parotid  saliva  was 
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10. 1  times  as  great;  the  values  for  amylase  out- 
put were  10.0  and  10.6  times  those  seen  with 
Holmes  stimulation.   On  postoperative  day  1  there 
were  significant  elevations  in  amylase  concentration 
(76,  82  and  651,  resp) ,  which  did  not  peak  until 
day  2  in  both  cases  of  total  saliva.   By  day  k, 
values  from  total  saliva  had  returned  to  normal 
while  those  with  parotid  saliva  were  significantly 
lower.   Total  saliva  amylase  did  not  rise 
significantly  until  day  2  and  returned  to  normal 
by  day  k. 


10816     GASTROINTESTINAL  KAPOSI'S  SARCOMA: 

ROENTGEN  MANIFESTATIONS.   (E.)   Calenoff, 
L.  (Passavant  Mem.  Hosp.,  Chicago,  111.).  Am.    J. 

Roentgenol.   Radiwv  Ther.   Nuol.   Med.    1 14(3) -525-528 
1972. 

The  literature  is  reviewed  (8  references)  and  a 
single  case  is  presented  of  a  6'(-yr-old  white  man 
who  complained  of  cramping  epigastric  pain  which 
was  relieved  by  eating.   Biopsy  of  a  skin  lesion 
6  months  earlier  yielded  a  diagnosis  of  Kaposi's 
sarcoma.   On  examination  he  was  thin  and  pale,  his 
stool  was  guaiac  positive  and  his  hematocrit  was 
23%.      An  upper  gastrointestinal  study  showed  a 
marked  coarsening  of  the  entire  gastric  mucosa, 
and,  with  compression,  multiple  large  submucosal 
mass-like  defects  were  seen.   Gastroscopy  showed 
large  and  irregular  mucosal  folds  which  did  not 
flatten  with  air  insufflation,  but  there  were  no 
nodules  or  masses  on  the  mucosa,  A  large  irregular 
ulcer  was  seen  on  the  lesser  curvature  of  the 
antrum  and  a  second  small  linear  ulceration  on  a 
large  fold  on  the  greater  curvature.  After  a 
dosage  of  2500  rads  to  the  stomach  over  a  period 
of  h   weeks,  the  ulcer  symptoms  and  gastrointestinal 
bleeding  abated.   Severe  abdominal  cramps  1 
month  after  termination  of  radiotherapy  led  to 
readmission  and  gastroscopy  at  this  time  showed 
an  entirely  normal  gastric  mucosa.  The  stomach 
was  also  normal  on  gastrointestinal  examination, 
but  a  25-cm  segment  of  distal  jejunum  was  narrowed 
and  showed  thumb-printing  and  contained  a  3-cm 
ulceration.  The  adjacent  jejunal  loops  were 
edematous  and  a  few  small  nodules  were  seen.  A 
second  course  of  radiotherapy  (as  above)  led  to 
marked  radiographic  improvement.  Three  weeks 
after  termination  of  radiotherapy  he  was  admitted 
with  severe  abdominal  pain  and  free  air  in  the 
peritoneum  on  X-ray.  At  surgery  there  was  a  small 
perforation  in  a  necrotic  segment  of  jejunum, 
which  was  resected.   There  was  evidence  of  peri- 
tonitis but  no  evidence  of  visceral  Kaposi's 
sarcoma.   He  died  2k   hr  later  of  generalized 
peritonitis.   At  autopsy,  the  right  adrenal  gland 
was  the  only  viscera  with  evidence  of  sarcoma, 

10817     GASTROINTESTINAL  BLEEDING  IN  THE  RENAL 

TRANSPLANT  PATIENT.   (E.)   Lewicki, 
A.  M.  (Harvard  Med.  Sch.,  Boston,  Mass.),  S. ' 
Saito  and  J.  P.  Merrill.  Radiology    102(3):' 
533-537,  1972.  ^^  ' 


Upper  gastrointestinal  studies  were  performed 
pre-  (controls)  or  postoperatively  in  51  of  235 
patients  who  received  renal  transplants.   In  33 
of  the  51,  the  esophagus,  stomach  and  duodenum 
appeared  radiographical ly  normal.   Another  15 
had  gastroduodenal  ulcers  while  1  each  had 
esophageal  moniliasis,  intramural  hematoma  of  the 
esophagus  and  gastric  neoplasm.   Most  of  those 
with  ulcers  were  in  the  second  to  fourth  decades 
and  8  of  the  15  were  males.   Only  1  had  a  history 
of  ulcer  disease  before  entering  the  transplant 
program.   Gastrointestinal  bleeding  occurred  in 
12  of  15  post-transplant  patients.   Ulcerations 
even  when  severe  enough  to  be  a  source  of  bleeding, 
tended  to  be  otherwise  asymptomatic  in  most  post-  ' 
transplant  patients.   However,  nausea  and  vomiting 
of  magnitude  sufficient  to  be  disabling,  occurred 
in  more  than  half  of  the  pre-transplantat ion 
dialysis  patients.  There  was  an  increase  of 
ulcers  immediately  before  and  after  surgery, 
while  immunosuppressive  therapy  was  usually  only 
started  at  the  time  of  surgery.   A  similar  pattern 
of  occult  blood  in  stools  was  seen.  Gastro- 
intestinal hemorrhage  was  a  major  cause  of  death 
in  12  of  the  62  renal  transplant  patients  whose 
autopsy  records  were  reviewed;  in  7  of  these 
there  was  a  generalized  bleeding  diathesis  at  the 
time  of  death.   In  the  post-transplant  group,  6 
ulcers  were  seen  in  the  stomach,  7  in  the  duodenum 
(2  patients  had  ulcers  in  both  sites).  Among 
the  pre-transplant  patients  on  dialysis,  gastric 
ulcers  were  seen  in  2,  duodenal  in  5.   Ulcers 
were  multiple  in  both  locations  and  tended  to  be 
small,  (only  3  were  greater  than  5-20  mm  in 
diameter).   Widened  rugae  and  enlarged  duodenal 
mucosal  folds  were  common.   In  the  duodenum  a 
mucosal  pattern  resembling  that  associated  with 
hypertrophy  of  Brunner's  glands  was  seen  in  %Q% 
of  pre-operative  controls  and  60?  of  post-trans- 
plant patients. 


10818     GASTROINTESTINAL  BLEEDING  CAUSED  BY 

OBSTRUCTION  OF  VISCERAL  ARTERIES. 
(Ger.)   Fritsch,  A.  (U.  Vienna  1st  Surg.  Clin.), 
G.  Lechner  and  W.  Zaunbauer.   Z,  Gastroenterol. 
9(6):442-i»i(6,  1971. 

Case  reports  for  3  patients  with  Intermittent 
melena  caused  by  obstruction  of  the  celiac  artery 
and,  in  2  cases,  stenosis  of  the  mesenteric  artery 
illustrate  how  angiography  can  be  used  to  diagnose 
rare  causes  of  gastrointestinal  bleeding.   A  50- 
yr-old  man  who  had  been  subjected  to  laparotomy 
A  times  underwent  pyloroplasty  and  vagotomy  for 
a  suspected  peptic  ulcer  before  the  cause  of  the 
bleeding  was  identified.   Reconstructive  vascular 
surgery  consisted  of  placing  a  Y-prosthesis 
between  the  aorta  and  the  craniad  mesenteric 
artery  on  1  side  and  the  common  hepatic  artery 
on  the  other.   The  patient  was  asymptomatic  2k 
months  after  surgery.   A  i^O-yr-old  man  who  had 
undergone  a  Billroth  II  operation  for  bleeding  is 
asymptomatic  12  months  after  construction  of  a 
lieno-aortic  bypass.   An  attempt  to  construct  a 
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lieno-aortic  bypass  in  a  third  patient  failed  for 
technical  reasons. 


10819 


SKIN  AND  GASTROINTESTINAL  TRACT.   (Ger.) 
Nurnberger,  F.  (Rudolf  Virchow  Hosp., 

Berlin).   Z.  Haut.    Gesohleohtskr .    ^tedS)  :595-601 , 

1971. 


10820     THE  CORRELATION  OF  UROLOGIC  AND  GASTRO- 
INTESTINAL SYMPTOMATOLOGY.   (Ger.) 
Mattelaer,  J.  J.  (St.  Jozef  Clin.,  Brugge,  Belgium) 
and  R.  Maenhoudt.   Z.  Urol.    Nephrol.    64(6)  :^15-'*22, 
1971. 


10828     FATAL  GASTROINTESTINAL  BLEEDING  SEVEN 
YEARS  AFTER  AORTOFEMORAL  GRAFT.   (E.) 
Buckley,  M.  J.,  Jr.  (Massachusetts  Gen.  Hosp., 
Boston)  and  B.  Castleman.  N.    Engl.   J.   Med. 
285(13)  :739-7'*5,  1971. 


10829 


TUBERCULOUS  PERITONITIS.   (E.)   Rettiigio, 
P.  A.  (Catholic  Med.  Ctr.,  Brooklyn, 

N.  Y.)  and  H.  T.  Grinvalsky.  NY  State  J.   Med. 

7l(l'»):1757-176l,  1971. 


10830     DIGESTIVE  TRACT  HEMORRHAGES  CAUSED  BY 

DRUGS.   (Fr.)   Leuridan,  B.  J.    Soi. 
Med.   Lille  ^{W) 'Ml-kkQ ,    1971. 


10821 

(Rus.) 
1971. 


CLINICAL  AND  EPIDEMIOLOGIC  FEATURES  OF 
DYSENTERY  IN  HIGH  NORTHERN  LATITUDES. 
Zhurkin,  A.  T.  Sov.    Med.    3'*(8) :  137-138, 


10822     A  CASE  OF  PRIMARY  AMYLOIDOSIS  WITH 

PORTAL  HYPERTENSION  AND  ERYTHROCYTOSIS. 
(Rus.)  Guglln,  E.  R.  and  0.  P.  Denisova.  Probl. 
Gematol.   Peveliv.   Krovi   16  (7): 52-53,  1971. 


10823     THE  TOPOGRAP-HY  AND  DYNAMICS  OF  THE 
NORMAL  NECROTIC  AREAS  IN  THE  HUMAN 
EMBRYO  MEASURING  11-30  MM.  THE  NECROTIC  AREAS  OF 
THE  ANLAGEN  OF  THE  DIGESTIVE,  PULMONARY,  CARDIAC 
AND  UROGENITAL  APPARATUSES.   HISTOLOGIC  AND 
HISTOCHEMICAL  STUDY.   (Fr.)   Hies,  A,  (Med.  Res. 
Ctr   Timisoara,  Rumania).  Rev.    Roum.    Embryol. 
Cytol.    [Embryol.]    8(l):55-66,  1971. 


10831     ASSESSMENT  OF  THERAPEUTIC  MEASURES  USED 

IN  THE  TREATMENT  OF  CHRONIC  DYSENTERY 
ACCOMPANIED  BY  PROLONGED  BACTERIA  CARRIER  STATE. 
(Rus.)   Speranskii,  N.  P.  Pediatriia    (Mask.) 
50(ll):21-25,  1971. 


10832  CONSTRUCTION  AND  USES  OF  A  'DATA  BASE', 
OF  CLINICAL  INFORMATION  CONCERNING  600 

PATIENTS  WITH  ACUTE  ABDOMI.NAL  PAIN.   (E.) 
De  Dombal,  F.  T.  (Gen.  Infirm.,  Leeds,  England), 
J  C.  Horrocks,  J.  R.  Staniland  and  P.  J.  Guillon. 
Proo.   R.   Soa.   Med.    6^1  (9):  978,  1971. 

10833  GASTROINTESTINAL  TRACT  SPASMOPHILIA  AND 
TREATMENT  WITH  SODIUM  BICARBONATE. 

(Fr.)  Anonymous.  (Hydrol .  Res.  Ctr.,  Vichy, 
France).  Presse  Therm.    Climat.    108(2)  :5'4-58, 
1971. 


1082') 

A.  M. 
York, 
1971. 


ACUTE  GASTROINTESTINAL  PROBLEMS  IN  THE 
INTENSIVE  CARE  UNIT.   (E.)   Markowitz, 
(Columbia  U.  Coll.  Physicians  Surg.,  New 
N.  Y.).  Med.    Clin.    North  Am.    55  (5) :  1277-128') , 


1083^4     PRESENCE  OF  Al  FETOPROTEIN  IN  THE  SERUM 

OF  h   CASES  OF  PRIMARY  ALIMENTARY  TRACT 
CARCINOMA  OTHER  THAN  HEPATOMA.   (Fr.)   Bernades, 
P.  (Bichat  Hosp.,  Paris),  M.  Snadja  and  B.  Rueff. 
Presse  Med.    79(36) : 1585-1587,  1971. 


10825     GASTROINTESTINAL  COMPLICATIONS  AFTER 

RENAL  TRANSPLANTATION.   (E.) 
Hadjiyannakis,  E.  J.  (U.  Cambridge  Dept.  Surg., 
England),  D.  B.  Evans,  W.  A.  B.  Smellie  and  R.  Y. 
Calne.  Lancet  2(7728) : 781 -785,  1971 . 


10835     CONVENIENCE  OF  ENDOSCOPY  IN  THE  DIAGNOSIS 

OF  HEMORRHAGE  FROM  THE  UPPER  DIGESTIVE 
TRACT.   (Sp.)   Palacio,  E.  J.  (Sch.  Med.,  Buenos 
Aires,  Argentina),  A.  E.  Alzugaray  and  P.  0.  Bolo. 
Prensa  Med.   Argent.    58(23) :  1  l'»3-l  l**?,  1971. 


10826     MUCOSAL  CYSTS  IN  THE  GASTROINTESTINAL 

TRACT  OF  BEAGLE  DOGS.   (E.)   Feron, 
V.  J.  (TNO  Cent.  Inst.  Nutrit.  Food  Res.  Zeist, 
Netherlands)  and  J.  W.  M.  A.  Mull  ink.  Lab.   Anim. 
5(2):193-201,  1971. 


10836     EDWARDS  I  ELLA  TARDA  ASSOCIATED  WITH 
HUMAN  DISEASE.   (E.)   Bockemuhl ,  J. 
(U.  Wurzburg  Inst.  Hyg.  Microbiol.,  Germany),  R. 
Pan  Urai  and  F.  Burkhardt.  Pathol.   Microbiol. 
(Basel)    37(5):393-A01,  1971. 


10827     PATHOGENESIS  OF  BACTERIAL  DIARRHEAS. 

(E.)   Grady,  G.  F.  (Massachusetts  Dept. 
Public  Health,  Boston)  and  G.  T.  Keusch.  N. 
Engl.   J.   Med.    285(15)  :831 -8'»1  ,  1971. 


10837     IMPORTANCE  OF  THE  FORM  OF  ADMINISTRATION 

OF  DIGESTIVE  ENZYMES.  (Ger.)  Mulhens, 
K  J.  (Inst.  Microbiol.,  Res.,  Hamburg,  Germany). 
Med.   Klin.   66(33-3'*) :  1 123-1 129,  1971. 


1298 


GENERAL 


10838     PHYSICAL  DISEASE  IN  ALCOHOLISM.   INITIAL 

SURVEY  OF  1,000  PATIENTS.   (E.) 
Wilkinson,  P.  (St.  Vincent's  Hosp.,  Melbourne, 
Australia),  A.  Kornaczewski ,  J.  G.  Rankin  and 
J.  N.  Santamaria.  Med.    J.    Aust.    1 (23) : 121 7-1223 
]971. 


10839     BISMUTH  PECTATE:   RESULTS  OF  CLINICAL 

APPLICATIONS  IN  30  CASES  OF  ESOPHAGEAL 
AND  GASTROINTESTINAL  DISEASE.   (Fr.)   Delman 
Med.    Interne   6(1 1 )  :723-72't,  1971. 


108A0     ENDOCRINE  METABOLIC  RESPONSE  TO  STRESS. 
SEQUENTIAL  POSTABSORPTI VE  LEVELS.   (E.) 
Devlin,  J.  G.,  M.  Moloney  and  M.  Grant.   Jr.  J 
Med.    Sai.    1^10(7) :  323-326,  1971. 


10841     MORPHOLOGIC  CHANGES  INDUCED  IN  THE 

GUINEA  PIG  INTESTINAL  TRACT  BY  ENTERALLY 
ADMINISTERED  DYSENTERY  ENDOTOXIN.   (E.)   Bibinova, 
L.  S.  (Inst.  Exp.  Med.,  Leningrad,  USSR),  Z.  M. 
Kruglikhina  and  N.  S.  Nikulnikova.  J.    Hyg. 
Epidemiol.   Microbiol.   Immunol.    (Praha)    15(2)- 
212-219,  1971. 


E.  Mandema. 
1971. 


10847 


Folia  Med.   Neerl.    14(4) : 132-1 38 


ENDOSCOPIC  ASPECT  OF  CRONKHITE  CANADA 
SYNDROME.   (E.)   Classen,  M.  (U.  Erlangen 
,/,x  ,,    ;  ^^™any)  and  W.  Rosch.  Endosaopy 
3(3):162-165,  1971.  ^^ 


Dept. 


10848     OSLER-RENDU-WEBER'S  DISEASE  AND  GASTRO- 
INTESTINAL HEMORRHAGE.   (Ger.)   Figus, 
A.  I.  (Jaszbereny  Hosp.,  Hungary)  and  L.  Simon.' 
ffndoseopi/  3  (3):  159-161  ,  1971. 


10849     TRICHOBEZOAR  AND  PELLAGRA.   (Ger.) 
Glasel,  E.  (U.  Rostock  Med.  Clin., 
Germany),  E.  Moldenhauer,  P.  Pietsch  and  W. 
Moldenhauer.  Dtsah.    Z.    Verdau.    Stoffueahselkr. 
31(0:23-31,  1971. 


10850     COMPLETE  PERSISTENCE  OF  THE  ENTEROCHORDAL 

JUNCTION.   (Cz.)   Karpenko,  A.  (Charles 
U.  Fac.  Pediatr.  Med.,  Prague).  Cesk.    Patol. 
7(3):126-131,  1971. 


10842     PECULIARITIES  OF  IRON  DEFICIENCY  ANAEMIA 

WITH  GASTROINTESTINAL  DISORDERS.   (E.) 
Afanassiev,  A.  (Kalavati  Saran  Child.  Hosp.,  New 
Delhi,  India),  A.  Sadovskaia  and  V.  Karetnii. 
MedisGope    13  (12)  .-569-573,  1971. 


10843     GASTROENTEROLOGIC  COMPLICATIONS  AFTER 
RENAL  TRANSPLANTS.   (it.)   Minale,  C. 
(U.  Zurich,  Switzerland)  and  F.  Largiader. 
Minerva  Chir.    26(1 1 ) :593-596,  I971. 


10844     CATHARTIC  DISEASE.   (Fr.)   Balmes,  A. 

(Clin.  Propedeut.  Med.,  Montpellier, 
France),  J.  Dauverchain , and  J.  Othoniel.  J.    Med. 
Montpellier  (){^):kk'i-hkT ,    1971. 


10845     EXPERIMENTAL  CHOLERA  IN  INFANT  RABBIT- 
DIARRHOEA  OR  DIURESIS.   (E.)   Finkelstein, 
R.  A.  (U.  Texas  Southwest.  Med.  Sch,,  Dallas), 
Indian  J.   Med.   Res.    59(0:50-53,  I971. 


10846     A  CASE  OF  RECURRENT  POLYSEROSITIS  AND 

AMYLOIDOSIS  AND  STEATORRHOEA  IN  A  DUTCH 
BOY    (E.)   Scholten,  J.  H.  (Univ.  Hosp.,  Groningen, 
Netherlands),  L.  B.  Van  Der  Slikke,  L.  Ruinen  and 


10851     CHANGES  IN  THE  COAGULATION  AND  ANTI- 
COAGULATION CAPACITY  OF  BLOOD  INDUCED 
BY  EARLY  REOPERATION  ON  ABDOMINAL  ORGANS.   (Cz.) 
Fedinec,  A.  V.  (State  U.  Dept.  Spec.  Surg., 
Uzhorod,  USSR)  and  M.  N.  Polazinec.  Cesk.    Gastro- 
enterol.   Vyz.    25(6)  :253-255,  1971. 


10852 

L.  P. 
P.  J. 
1971. 


10853 


RETROPERITONEAL  FIBROSIS.   RESPONSE  TO 
CORTICOSTEROID  THERAPY.   (E.)   Morandi, 
(Univ.  Hosp.,  Zurich,  Switzerland)  and 
Grob.  Arch.    Intern.    Med.    128 (2)  : 295-298, 


LACTOSE  INTOLERANCE  AND  PROTEIN  MAL- 
NUTRITION.  (E.)   Dahlqvist,  A.  (Univ. 
Hosp.,  Lund,  Sweden)  and  B.  Lindquist.  Aata 
Paediatr.    Saand.    60(4) :488-494,  I971. 


10854     FUNCTIONAL  DISORDERS  OF  THE  DIGESTIVE 

TRACT  IN  INFANTS.   (Fr.)   Satge,  P. 
(Inst.  Child.  Health,  Paris),  R.  Narbouton  and  C, 
Crumiere.  Gaz.   Med.    Fr.    78 (29) :4775-4784,  1971. 


10855     ACUTE  HEMORRHAGE  OF  THE  INTESTINAL 

TRACT.  (It.)  Loddi,  L.  (U.  Florence 
Geriatr,  Surg.  Clin.,  Italy)  and  U.  Modigliani. 
G.    Gerontol.    19(Supp1.  45): 115-122,  I971. 


See  also  numbers:   IO389,  10738,  I08I6 
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10856     FATAL  POSTPARTUM  AMOEBIC  COLITIS  WITH 

TROPHOZOITES  PRESENT  IN  PERITONEAL 
FLUID.   (E.)   Rivera,  R.  A.  (George  Washington 
U.  Sch.  Med.,  Washington,  D.  C).  Gastroenterology 
62{2):31'*-317,  1972. 

A  28-yr-old  Negro  female  presented  in  premature 
labor.   Physical  examination  was  unremarkable 
other  than  for  temperature  of  101. 5°F.   For  an  E_. 
coli  urinary  tract  infection  she  received  ampicillin 
iTT  g  i.v.  every  6  hr.   She  delivered  spontaneously 
after  48  hr,  still  with  a  fever,  and  the  next  day 
developed  low  abdominal  cramps,  with  increasing 
tenderness  and  the  onset  of  bloody  diarrhea  2 
days  later.   Urine  and  stool  cultures,  stools  for 
ova  and  parasites  and  febrile  aggi uti nism  were 
negative.   On  sigmoidoscopy,  free  creamy  pus  at^ 
higher  than  1?  cm  grew  out  pure  coagulase-posi ti ve 
hemolytic  S.  aureus  and  she  was  started  on  p.o. 
vancomycin,  0.5  g  every  h   hr.   Her  fever  and 
abdominal  pain  and  tenderness  worsened,  with 
localization  in  the  right  upper  quadrant.  A  liver 
scan  revealed  2  separate  adjacent  defects  in  the 
right  lobe,  and  i.v.  cephalothin  (250  mg  every  k 
hr)  and  gentamycin  {kO   g  i .m.  every  8  hr)  were 
added.   Liver  function  tests  were  normal  other 
than  an  albumin  of  0.7  g/100  ml.   Search  of  stool 
concentrates  showed  trophozoites  of  Entameba 
histolytica,  and  amebic  serology  revealed  a  com- 
plement fixation  titer  of  1:32  and  an  indirect 
hemagglutination  titer  of  1:8192.   Emetine  was 
started  at  65  mg/day,  but  she  worsened,  developing 
ascites.   At  culdocentesi s ,  200  ml  of  amber- 
colored  fluid  contained  the  trophozoites.   A 
dumbell -shaped  mass  occupied  both  upper  quadrants 
and  she  continued  to  worsen  despite  metronidazole 
(750  mg  TID).   With  maximal  abdominal  distention 
and  shortness  of  breath,  a  paracentesis  revealed 
fecal  material.  At  surgery,  there  was  a  purulent, 
gangrenous  peritonitis  and  a  multiple  perforated, 
shredded  colon  was  removed,  with  trophozites  in 
its  wall  and  ulcers.   She  died  shortly  thereafter. 


10857     GIARDIASIS  (LAMBLIASIS).   (E.)   Petersen, 

H.  (Ulleval  Hosp.,  Oslo,  Norway). 
Saand.   J.    Gastroenterol.    7(Suppl.  l'»):l-'4'*,  1972. 

The  literature  is  reviewed  (171  references)  and 
the  author  reports  his  own  study.   Subjects  con- 
sisted of  293  patients  referred  for  a  secretin 
test  and  kk   healthy  controls.   Screening  of 
duodenal  contents  revealed  Giardia  lamblia  in  19 
of  the  293  patients  (6.7^)  and  in  none  of  the 
controls  (total  of  5.(^%   of  337  subjects).  This 
organism  was  detected  in  15  of  121  who  complained 
of  diarrhea  and  in  only  k   of  172  without  diarrhea 
and  this  difference  was  highly  significant.  Among 
patients  without  recognized  organic  gastrointestinal 
disease,  this  organism  was  found  in  the  duodenal 
content  of  15^  of  those  with  diarrhea.  The 
occurrence  of  this  organism  was  not  related  to 
age  and  was  slightly  greater  in  males  than  in 
females  as  also  was  diarrhea.   Cysts  were  found 


in  the  stools  of  6  of  190  patients  (3-2^)  screened. 
About  50%  of  those  with  this  organism  suffered 
from  an  organic  gastrointestinal  disease.  Most 
patients  had  experienced  symptoms  for  more  than  1 
yr  and  diarrhea  was  reported  by  80I  of  them. 
Some  evidence  of  malabsorption  was  found  in  7  of 
22  patients  with  diarrhea.   Parasitologic  cure 
with  metronidazole  was  seen  in  1  of  20  available 
for  suitable  follow-up.   Cure  with  the  smallest 
dose  of  this  agent  (O.6  g/day)  was  seen  in  only 
69%  of  the  cases.  This  organism  was  considered 
pathogenic  in  one-third  of  the  patients. 

10858     MECHANISM  OF  FAT  MALABSORPTION  IN  RATS 

INFECTED  WITH  Nippostrongylus  brasi 1 iensis. 
(E.)   Gallagher,  N.  D.  (U.  Sydney  Dept.  Med., 
Australia),  M.  R.  Playoust  and  L.  E.  A.  Symons. 
Gut   12(12):1007-1010,  1971. 

The  effect  of  Nippostrongylus  brasiliensis  (a 
nematode)  infection  on  the  absorption  of  long- 
chain  fatty  acids  was  studied  in  rats  with  jejunal 
lesions  similar  to  those  which  are  observed  in 
adult  celiac  disease  and  in  vitro.   Stearate 
absorption  was  markedly  impaired  in  the  nematode- 
infected  rats,  and  the  absorption  was  not  affected 
by  washing  the  lumen  with  hO   ml  of  isotonic  saline 
before  administering  the  test  solution.  Chromato- 
graphic separation  of  the  jejunal  mucosal  lipids 
revealed  an  abnormal  distribution  of  the  radio- 
active label  with  an  increased  percentage  in  the 
free  fatty  acid  fraction.  There  was  no  difference 
in  the  absorption  of  octanoate  between  the  control 
and  infected  rats.   In  vitro,  the  incorporation 
Qf  (|-l'*C)-oleic  acid  into  its  esters  was  reduced 
in  jejunal  slices  from  the  infested  rats.  The  _ 
ability  of  the  enzymes  in  a  microsomal  preparation 
of  jejunal  mucosa  to  convert  (I -l'*C)-pa1mi  tic  acid 
into  its  fatty  esters  was  also  reduced  in  the 
infected  rats.  The  malabsorption  of  fatty  acid 
and  possibly  of  other  nutrients,  could  be  secondary 
to  a  defect  in  the  maturation  of  the  intestinal 
epithel ium. 


10859     RELATION  OF  GIARDIASIS  TO  ABNORMAL 

INTESTINAL  STRUCTURE  AND  FUNCTION  IN 
GASTROINTESTINAL  IMMUNODEFICIENCY  SYNDROMES.   (E.) 
Ament,  M.  E.  (U.  Washington  Dept.  Med   Seattle) 
and  C.  E.  Rubin.  Gastroenterology   62U;  :Zlb-ZiCO, 
1972. 

Seven  of  8  patients  with  gastrointestinal  immuno- 
deficiency (hypogammaglobulinemia)  were  infected 
with  Giardia  lamblia.   PI asma  eel  1 s  were  vi rtual ly 
absent  in  the  small  intestinal  biopsies  of  all_ 
the  patients.  Three  patients  had  the  flat  lesion 
of  hypogammaglobulinemic  sprue,  2  had  nodular 
lymphoid  hyperplasia  and  3  had  mixed  lesions. 
The  villous  architecture  in  multiple  small  in- 
testinal biopsies  from  the  same  patients  often  _ 
varied  from  normal  to  severely  abnormal,  necessi- 
tating the  acquisition  of  many  biopsies  to 
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evaluate  the  mucosal  response  to  eradication  of 
Giardia  Iambi ia.  Abnormalities  in  villus  struc- 
ture returned  towards  normal  in  7  patients, 
steatorrhea  disappeared  in  k,    and  diarrhea'in  3 
after  successful  eradication  of  Giardia  Iambi i a. 
A  little-understood  area  of  malabsorpt iorTTs 
abnormal  growth  of  bacteria  or  parasites  within 
the  lumen  with  little  apparent  invasion  of  the 
intestine  itself,  e.g.  in  giardiasis,  capi 1 lariasis 
and  stasis  syndrome. 


10860     INVESTIGATIONS  ON  THE  ABSORPTION  OF 

LABELED  VITAMIN  B]2  AND  LABELED  ALBUMIN 
BY  INTESTINAL  PARASITES.   (Pol.)   Prokopczuk.  J. 
(Med.  Acad.  Inst,  Intern.  Med.,  Bialystok,  Poland), 
J.  Rostafinska,  C.  Zietkowska  and  B.  Zietkowski 
Wiad.   Parasytol.    17(A)  :3')3-346,  I971. 


10861     HEPATIC  FIBROSIS  DUE  TO  Schistosoma 

mansoni  IN  NIGERIANS.   (E. )   FrancYs, 
T.  I.  (Univ.  Coll.  Hosp.,  Ibadan,  Nigeria) 
Geogr.   Med.    23 (3) :239-245,  1971. 


Trap. 


10862 


ACUTE  ABDOMEN  DUE  TO  MASSIVE  ASCARIS 
INFESTATION  OF  THE  INTESTINAL  TRACT. 
(E.)   Rahim,  A.  (Civil  Hosp.,  Karachi,  Pakistan). 
J.   Pakistan  Med.   Assoc.    21  (8) :252-254,  1971. 

IO863     CASE  CONTRIBUTION  TO  THE  CLINICAL  FEA- 
TURES OF  ECHINOCOCCUS  OF  THE  LIVER 
WITH  SPECIAL  REFERENCE  TO  THE  OCCURRENCE  OF 
PORTAL  HYPERTENSION  WITH  HEMORRHAGE  FROM  ESOPHAGEAL 
VARICES.   (Ger.)   Klein,  C.  (Univ.  Med.  Clin., 
Homburg/S.,  Germany),  H.  Reikowski  and  D.  Mutina 
Med.    Welt   22(42): 1647-1650,  I971. 


P.  E.  C.  (London  Sch.  Hyg.)  and  W.  E.  Ormerod. 
Practitioner   207  (l 238) : 154-163  ,  I971. 


IO865     INTESTINAL  HELMINTHS  AND  FILARIASIS. 

(E.)   Woodruff,  A.  W.  (London  Sch.  Hyg.) 
and  G.  S.  Nelson.  Praet-itioner  207  (I238) :  I73-18O 
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CYTOCHEMISTRY  OF 

EOSINOPHILS  IN  EGG-CAUSED  EARLY  HEPATIC 
GRANULOMAS  OF  MICE.   (E.)   Bogitsh,  B.  J.  (Vander- 
bilt  U.,  Dept.  Biol.,  Nashville,  Tenn.).  Exp 
Parasitol.    29  (3) :493-500,  I971. 


10867  AN  ELECTRON  MICROSCOPIC  STUDY  OF 
Schistosoma  mansoni  MIGRATION  THROUGH 

MOUSE  TISSUE:   ULTRA STRUCTURE  OF  THE  GUT  DURING 
THE  HEPATOPORTAL  PHASE  OF  MIGRATION.   (E.) 
Bruce,  J.  I.  (U.S.  Army  406th  Med.  Lab.,'APO  San 
Francisco,  Calif.),  F.  Pezzlo,  Y.  Yajima  and  J.  E. 
McCarty.  Exp.    Parasitol.    30 (2) : I65- 1 73 ,  1971. 

10868  LATEX  AGGLUTINATION  TEST  FOR  AMOEBIASIS 
IN  ADULTS.   A  PRELIMINARY  REPORT.   (E.) 

Panchanadam,  M.  (ESI  Hosp.,  Madras,  India), 

K.  N  Gopalan  and  C.  W.  Chacko.  Am.    J.    Pr'ootol. 

22(4):258-26l,  I971. 


IO869 


GIARDIASIS.   A  REVIEW  AND  REPORT  OF  A 
CASE  OF  IMPORTED  DIARRHEA  AND  INFECTION 
WITH  Giardia  i ntest inal is .   (Dan.)   Fevejle  Leegaard, 
(Cent.  Hosp.,  Randers,  Denmark). 


0 

Laeger 


133(31):'1503-1509,  1971. 


Ugeskr. 


10864 


AMOEBIC  AND  BACILLARY  DYSENTERY  AND 
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10870     AMOEBIC  GRANULOMA  OF  THE  LARGE  BOWEL. 
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Hyg.   65(3):376-379,  1971. 
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COCKING.     JB 

10277* 
COCUCCl.     C 

10043* 
COEHOT.  I 

10257 
COHEN.  MM 

09994* 
COHEN.  S 

09961* 
COLCOCK.  BP 

10469 
COLE.  OS 

10161* 
COLIN.  R 

10685*  10686* 
COLLIS.  CH 
10162* 


COLL  IS.  JL 

10189 
COMBE.  E 

101  13« 

CONDON.  RE 

10501* 
CONGENITAL  ANOMALIES 

10600   10600 
CONN.  HO 

10661    10728* 
CONSTANDINIOIS.  C 

10447 
COOK.  OA 

09912*  09919*  10030* 
COOK,  GC 

10413* 
COOK.  PJ 

10162* 
COOKE.  B 

10707 
COOMBS.  RRA 

10068* 
COPPI.  G 

10034* 
CORCINO.  JJ 

10406* 
CORNEL.  MF 

10320 
COSEN.  JN 

10266* 
COSEN.  RH 

10266* 
COSENTINO.  C 

1013S* 
COSMA.  V 

10256 
COSTA,  A 

10380 
COSTA.  G 

10582* 
COTTON.  PB 

10134* 
CDVA.  O 
10014* 
COWLEY.  DJ 

10273*  1027S* 
CRACIUN.  O 

10082 
CRAWFORD.  JS 

1 0040* 
CREMERIUS.  J 

10288 
CRESPI.  M 

10250 
CRESPO  DIEZ.  A 

10563* 
CREUTZFELDT.  C 

10809* 
CREUTZFELDT.  W 
099  13*  10809* 
CRISMER.  MR 

10433* 
CRISTIAN,  V 

10528 
CROS,  RC 

10009* 
CROUZET.  M 

1036S 
CROWLEY.  L 

10123* 
CRUMIERE.  C 

10854 
CSENDES.  A 

09944* 
CSIKY.  N 

10604 
CUEZVA.  J 

10737* 
CUPIC.  Z 

10096 
CUREA.  I 

10493 
CURRER  BRIGGS.  RA 

09963 
CURTIS.  SJ 

10066* 
CZARNECKI.  J 

10612 
CZYZYK,  A 
10731* 

DAGA.  S 
10198* 


DAGRAOI.  AE 

10272* 
OAHLOVIST.  A 

10403*  10853 
DALLA  PALMA,  L 

09937* 
OALOZF.  P 

10516 
DALY.  JM 

10  I  16* 
DANCAU.  G 

10742 
DANZINGER.  RG 

10762* 
DARDIK.  H 

10078* 
DARDIK.   I 

10078* 
OAS.  NP 

10064* 
DASGUPTA.  R 

10640 
DAUOFT.  M 

10365 
DAUVCRCHAIN,  J 

10844 
DAVE.  PB 

104B8 
DAVIES.  GT 

10134* 
DAVIS.  CP 

101Z5* 
OE  BARROS-MOTT.  C 

10009* 
DE  CASTRO.  CR 

10022* 
OE  FENOS.  DM 

10022* 
DE  FIULI.  G 

09937* 
OE  FRANCHIS.  R 

10043* 
DE  GRAZIA.  E 

10373 
DE  GROOTE.  J 

10715* 
DE  HOYOS-GUeVARA.  E 

10567* 
DE  LA  RESILLA.  MG 

10563* 
OE  LA  SANTA.  J 

10563* 
DE  LAGAUSIE.  P 

10669 
DE  LOS  RIOS.  A 

10737* 
OE  MATTEIS.  F 

10070* 
DE  PALMA.  M 

10553* 
DE  ROISSARO.  F 

1041  6 
DE  SAINT  MARTIN.  J 

10220 
OE  SIMONE,  E 

10619 
OE  VANNA.  C 

I05S3* 
DE  VOS.  R 

10032* 
OE  WOLF-PEETERS.  C 

10032* 
DEBAS.  HT 

09968*  09994* 
DECKER.  K 

10056* 
DEOERER.  JM 

10355 
DEOOMBAL.  FT 

10832 
DEEB,  ZL 

10525 
DEL  NINNO.  E 

10043* 
DELANO.  FH 

10578* 
DELELLIS.  RA 

10334* 
DELLO  RUSSO.  R 

10366 
OELHAN 

10839    10839 
DEL MONTE.  A 

10646 


OELORMF 

10470    10470 
OELPLACE,  J 

1  0678 
OFLUCA.  HF 

09916* 
OELVERT.  B 

10678 
DEMEULENAERE  .  M 

10688* 
DEMLING.  L 

10254    10316 
DEMPO.  K 

10053* 
OFNCKEfi.  H 

10430* 
DENISENKO,  LN 

10719 
OENISON,  EK 

10673* 
DENISOVA.  OP 

10822 
OENNHAROT.  R 

09920* 
DEODHAR.  S 

10812* 
DERVICHIAN.  DG 

10035* 
DESAI.  HG 

1  0153 
OESCHAMPS.  Y 

10023* 
OESCHOOT-LANCKMAN.  M 

09999* 
DESHPANDE.  CK 

10153    10531* 
DESMET.  V 

10032* 
DESPERAK  NACIAZEK.  A 

10094 
DESROSIERS.  M 

10023* 
DETTORI.  V 

10366 
OEVITA.  VT  JR. 

10566* 
DEVLIN,  JG 

10840 
DEWEESE.  W 

09979* 
01  GESU.  G 

10373 
Ol  PRISCO.  AU 

10708 
DIARD,  F 

10386 
DICK,  WC 

10812* 
DICKSON,  GH 

09980* 
DIEBOLD,  J 

10579* 
DIENFR,  CH 

10183 
OINBAR.  A 

09967* 
DINCOL,  K 

10561* 
OIOGUAROI.  N 

10043* 
DOBROVOLSKAI A.  SG 

I  0090 
DDERING,  OH 

10029* 
OOLINESCU.  C 

10295 
OONNAN,  SPB 

10327 
CONNER,  MW 

10138* 
DONOVAN.  AJ 

10026* 
DORIS,  PJ 

10193 
DOTEVALL,  G 

10296 
COTTER,  CT 

10806* 
DOUCOURE.  I 

10463 
DOUGLAS.  MC 

10329 
DOUILLARO.  R 
09995* 


OOWLING.  a 

10450   10467 
OOWLING.  RH 

10120* 
DOYLE.  JS 

09965 
ORAGNEV.  O 

10493 
DRAGSTEDT.  LR 

10310 
ORINKWATER.  JE 

10327 
OROPPLEMAN.  OA 

09990* 
OROZUOVA.  GA 

10630 
ORUGOVA.  8 

10381 
DRZEWIECKI.  K 

10752 
DUBEY.  KP 

10751 
DUBOIS.  F 

10267* 
OUaOUSSET .  AM 

10774 
OUeRASOUET.     M 

09969* 
DUDLEY.    FJ 

10704 
DUORICK.     SJ 

10116* 
DUKE.     GE 

09946*  09947* 
OUMONT.  JE 

10013* 
DURASIEWICZ.     Z 

10299 
OUTHIfc,     HL 

09957*     10329 
DYBICKI,     J 

10179       10796 
OYER.     GY 

10617 
DVMOCK.     IW 

10575* 
DZIUK.     HE 

09946*    09947* 
OZURIKOVA,     V 

10136* 

EASTHAM.     WN 

10018* 
EBERT.     PA 

10331* 
EBONG.  WW 

10486 
EOOY.  WM 

10739* 
EOLUNO.  A 

10680* 
EFFMAN.  EL 

10585* 
EFFMANN,  EL 

10393* 
EGGELING.  B 

10712 
EOGER.  G 

10492 
EGGERMONT.  E 

10404* 
EHLERT.  CP 

10311 
EHRLICH,  A 

10339* 
EI5EMAN.  8 

09978*  10591* 
EISENBETH,  R 

10761* 
EISINOER.  G 

10507 
EKMAN.  CA 

10616 
EL  NA6GAR.  A 

10642 
ELDJARN.  L 

10158* 
ELIS.  J 

09936* 
ELLING.  P 

10568* 
ELSTER.  K 

10316 


Il 


lA 


JA 


DL 


OB 


EM 


EMAS»  S 

09981*  09989* 
EMONO.  M 

10516 
ENOER.  LA 

10630 
ENEA.  PE 

10320 
ENGEL.  C 

10410* 
ENK.  R 
10703 
EPSHTEIN.  EE 

10289 
ERB.  W 

10560* 
EROEM.  S 

10561* 
ERNST,  CB 

10439* 
ERSHOV. 

10624 
ERSHOV. 

10594 
ERTL.  N 
10025* 
ESCARTIN  MARIN. 

10745 
eSTANOVE.  S 

10726* 
eSTRICH. 

1 0060* 
ETALA.  E 

10418 

ETO.  S 

10148 

EVANS . 

10825 

EVANS. 

10126* 
EVANSON,  OA 

09947* 
EXTON.  JH 

10024* 
EYQUEM.  A 
10220 

FABIAN.  E 

10079 
FABIANQVA. 

10079 
FAELLI.  A 

09941 
FAHRLANDER. 

1  0449 
FAKTOR.  VM 

10089 
FARGAS.  E 

10656 
FARHA,  SJ 

10183 
FARMAN,  J 

1 0393* 
FAUSA.  O 

10206 
FAUVERT.  R 

10757 
FAWAZ.  KA 

10225 
FAYS.  J 

10445 
FEDINFC. 

10851 
FEKETE.  F 

10669 
FELBERG.  B 

10756 
FELDIOREANU. 

10623 
FELOMAN.  B 

10672* 
FELIX,  WH 

1  0725* 
FELLNER.  K 

10282* 
FENGER,  HJ 

10284* 
FERARU.  F 

10340* 
FERGUSON.  A 

10336* 
FERGUSON,  V\ 
10006* 


AV 


FERNANDEZ  CORUGEOO.  A 

10745 
FERNANDEZ.  A 

10737* 
FERNANDEZ.  O 

09935* 
FERNANDEZ.  RC 

10037* 
FEROLDI.  J 

10611    10657 
FERON.  VJ 

10826 
FERRARESE.  S 

10553* 
FERRARIO.  G 

10748 
FERRARO.  F 

1021  1 
FERRARO.  O 

10211 
FERREIRA,  JA 

10540 
FERSTL.  M 

10799 
FEUERSTEIN.  M 

10410* 
FEURLE.  G 

10809* 
FEVEJLE  LEEGAARD.  O 

10  869 
FEVERY.  J 

10715* 
FIEVE.  G 

10184 
FIGUEROA.  PR 

10440* 
FIGUS.  AI 

10848 
FIGUS,  I  A 

10223 
FILER,  LJ 

09915* 
FILIMONOV,  GP 

09907 
FILIPOVA.  J 

10656 
FILKOVA,  EM 

10621 
FINDLAY.  JM 

10  496 
FINKELSTEIN.  RA 

10845 
FISCHER.  JE 

10335* 
FISHFR.  LM 

10582* 
FITZGA.  H 

10062* 
FITZGERALD.  JF 

09922* 
FITZGERALD,  PJ 

10002* 
FJELD,  NB 

09973*  09998 
FLETCHER.  J 

10083 
FLETCHER.  WS 

10512* 
FOLEY,  KE 

09930* 
FOMON.  J 

09915* 
FONTANA.  G 

10708 
FOREMAN.  JF 

10162* 
FORFMNY.   Z 

10374 
FOHMEJSTER.  I 

10784 
FORRFST.  APM 

10265 
FOSTER.  MA 

10084 
FOX.  RA 

10704 
FRANCIS.     TI 

10861 
FRANK,  BW 

10  721 
FRANK.  P 

10  761* 
FRANKS.  GH 
10740 


FRANKE.  H 

0990S 
FRANKE.  U 

10410* 
FRANKLIN.  MA 

10131 
FRANKS.  CI 

09957* 
FREDERICK.  WC 

10510* 
FREIER.  S 

10122* 
FRETHEIM.  B 

10158* 
FRIC.  P 
10408* 
FRIDMAN.  EE 

10230 
FRIEOMANN.  N 

10024* 
FRIEND.  W 

10268* 
FRIIS.  T 

10703 
FRISCHER.  H 

1 0499* 
FRITSCH.  A 

10818* 
FRITSCH.  H 

10074* 
FROLKIS.  AV 

10782 
FROMMHOLD.  W 

10800 
FROT  COUTAZ.  J 

09906 
FRY.  L 
10417 
FRYE.  TR 

10164*  10341* 
FUCHS,  E 

09978* 
FUCIKOVA.  T 

10747 
FUJIKAWA.   M 

10219 
FUJIMURA,   I 

10362 

FULD.  SL 

10805* 

GABL.  F 

10593 
GABOURY.  J 

10516 
GABRIELESCU.  E 

10557* 
GABRYELEWICZ .  A 

10242 
GACYK,  W 

10179 
GAD  EL  MAWLA.  N 

10642 
GAOZHIEV.  AS 

10302 
GAJDA.  A 

10700 
GALLAGHER,  ND 

09930*  10858* 
GALLET,  M 

10517 
GALLINGER,  II 

10237 
GALPERIN,  IB 

10231 
GALPIN,  JE 

10501* 
GAPPAROV.  MM 

10646 
GARCIA  DEL  CASTILLO, 

10608 
GARDIOL,  D 

10216 
GAROTTA,  G 

0994  1 
GASS,  GH 

09914* 
GATEAU.  P 

10736* 
GATTA,  FDGA 

10775 
GAUDICHE,  O 
10774 


GAUTIER  BENOIT.  C 

10518 
GAUTVIK,  KM 

10207 
GAYLE.  WE 

10588* 
GAZOLO.  L 

10736* 
6EEVER,  EF 

10123* 
GEFFROY,  r 

10685*  10686* 
GELFENBEIN.  LS 

10478 
GEMMELL.  E 

10112* 
GENOVA,  R 

10034* 
GEOKAS.  MC     JL 

10535* 
GEORGE,  M 

10  72  6* 
GEORGI.  T 

10562* 
GERARD,  A 

10543 
GERBER.     MA 

10691* 
GERETY,  D 

10672* 
GERSTENBERG.  E 

10180 
GERSTLEY,  BJS 

10684* 
6ESSLER,  U 

10644 
GEYER,  G 

09899 
GHOSH,  S 

10198* 
GIANNAKOS,  V 

10484 
GIANNELLA,  RA 

10405* 
GIBBS.  J 

10119* 
GIBEHT-OUERALTO. 

10675* 
GIBITZ.  HJ 

10062* 
GILLESPIE.   IE 

09968* 
GILLET.  M 

lOOll*  10532* 
GIOFFHE.  L 

10552* 
GIRARO.  M 

10584*  10687* 
GIZYCKA.  I 

10487 
GLAOYSZ.  A 

10709 
GLASEL.  E 

10849 
GLASS.  GBJ 

10203* 
GLEN.  ACA 

10812* 
GLENN,  TM 

10006* 
GLIEDMAN,  ML 

10078* 
GLINSKI,  M 

10789 
GLOVER,  JR 

0995Z* 
GNILURIPQV,  TE 

10396 
GQCKE,  DJ 

10682* 
GODOUIN,  B 

10523 
GOEBELL,     H 

09983* 
GOETZE.  e 

09905 
GOFMAN.  AM 

10481 
GOLDBERG.  HI 

10500* 
GOLDENBERG,  MM 

09960* 
GOLDMAN,  SM 
10497 


GOLDSTEIN.  MJ 

10565* 
GOLDSTEIN.     R 

10122* 
GOLIGHEfi,  JC 

10274* 
GONI.  PM 

10098 
GOODCHILD,  MC 

1  051  9 
GOODMAN.  DS 

I  061  I 
GOPALAN,  KN 

1  0866 
GORBACH,  SL 

10738* 
GORDON,  OL 

I0S30 
GORDON.  HA 

09949* 
GORDON.  I 

10465 
GORMAN.  RR 

10063* 
GORNAK,  KA 

10660 
GORSKA.  M 

10662 
GOSWITZ.  JT 

10395 
GOT.  R 
09906 
GOTl.  JL 

10737* 
GOTTLIEB.  LS 

10583* 
GOUGH.  AD 

10363 
GRACE,  RH 

I038S 
GRACEY,  M 

09917* 
GRADY,  GF 

10693*  10827 
GRAETZ,  H 

10332* 
GRAHAM,  KJ 

10161* 
GRAMENITSKI .  AB 

10308 
GRANJON.  B 

10632 
GRANT.  H 

10840 
GRASSl.  G 

10244   10269*  10283* 
GRASSI.  GB  JR. 

10283* 
GRAVES.  JN 

10448 
GRAY,  SW 

I  0490 
GRAYBILL.  JR 

1081 1* 
GRAZIKOWSKE,  H 

10663 
GREEN.  MK 

10536* 
GREGORY,  DH 

10765* 
GRELLAMNN.  A 

10263 
GRENIER,  G 

10267* 
GRENIER.  JF 

1001 1* 
GRINNELL,  RS 

10437* 
GRINVALSKY.  HT 

10829 
6RNJA.  V 

10393* 
GROB,  P 

1  0597 
GROB,  PJ 

10852 
CROCHOWSKI.  J 
10368   10662 
GROGINSKY,  CM 

10001* 
GROMOVA,  OA 

10090 

GROSS.  L 

lOSlO* 


GROSSMAN,  E 

10565* 
GROSSMAN,  Ml 

09967*  10101* 
GROZA,  P 

10815* 
GRQZINGER,  KH 

10544 
GRUBER,  C 

10123* 
GRUEGEL  LEE,  EC 

10450   10467 
GRUN,  M 

10075*  10592 
GRUNDY,  SM 

10130 
GRYGLICKI.  J 

10788 
GRZYBEK,  H 

10058* 
GRZYWNA,  W 

10789 
GUARDIA.  J 

10608 
GUDMAND-HOYER.  E 

10284* 
GUGLIN.  ER 

10822 
GUILLDN.  PJ 

10832 
GUILLOUZO,  A 

09893* 
GULLO,  L 

10009* 
GUNAWAROENE,  KRW 

10513* 
GUPTA,  JP 

107S1 
GURDAN,  H 

10139 
GUSEVA,  EP 

10149 
GUSTAFSON,  A 

10403* 
GUSTAFSSON,  BE 

09897 
GUTIERREZ  BLANCO,  H 

10475 
GUTIERREZ.  LV 
10273* 

HABIBULLA.  KS 

10165* 
HADJIYANNAKIS.  EJ 

10825 
HADORN.  B 

10103* 
HAFT.  DE 

10019* 
HAGEMANN.  H 

103S9 
HAGER,  HJ 

10  520 
HAGERMAN,  LM 

09912*  09919*  10030* 
HAGHIGHI,  P 

10813* 
HAIN,  B 

10377 
HAKIM,  J 

10757 
HALAWA,  B 

10709 
HALBHUBER,  KJ 

09899 
HALEK.  J 

10658 
HALGRIMSON.  CC 

10694* 
HALJAMAE,  H 

09923* 
HALKIN,  H 

10734* 
HALTER.  F 

10492 
HALVORSEN,  JF 
10118*  10666 
HAMURO,  Y 

10028* 
HANDSCHUMACHER.  RE 

10047* 
HANNON,  JP 
09945* 


HANSKY.  J 

10258   10275* 
HARBERICH,  FJ 

09920* 
HARDCASTLE,  JD 

10446 
HARDISON,  WGM 

10020* 
HARDY.  KJ 

10671* 
HARRIS,  ja 

09977* 
HARRISON.  RC 

09994* 
HARTEL.  M 

10492 
HARTWEG.  H 

10449 
HASHIHIRA.  S 

10551 
HASSE.  J 

10444 
HASTINGS.  JB 

10793 
HAVIA,  T 

10498 
HAVIS,  T 

10431* 
HAYASHIOA,  T 

10462 
HAYNFS.  W 

1  0793 
HEBESTREIT,  HP 

10186   10187 
HEDENSTEDT.  S 

10244 
HEIMLICH.  HJ 

10159* 
HEINKFL.  K 

10766* 
HEINMETS.  F 

1  0080 
HEINZ.  C 

10246 
HEINZE.  H 

09956* 
HFLANDER.  HF 

09984* 
HELL.  E 

10041*  10062*  10511* 
HELLTHALER.  G 

10108 
HEMET,  J 

10686* 
HENDRIX,  TR 

10138*  10182 
HENNING,  H 

10564* 
HERING,  K 

1  0798 
HERMQN  TAYLOR,  J 

09962 
HERRINGTON,  JL  JR. 

I  0196* 
HERSH,  T 

10696* 
HERTEL,  EU 

10600 
HERTER,  FP 

10437* 
HESCHL,  R 

10208 
HESTERN,  CL  JR. 

10502* 
HEUSGHEM,  C 

10689* 
HILLEMANO,  P 

10375 
HINMAN,  J 

10697 
HINTZ,  G 

10285* 
HIPPE.  E 

10081 
HIRASHIMA.  T 

10174 
HIRAYAMA.  C 

10714* 
HIROKAOO,  K 

10215 
HIRSCHOWITZ,  BI 

09976* 
HOBUSCH.  D 
10005* 


HJ 


IB 


HQERR.  SO 

10338* 
HOFFMEISTER.  E 

10188 
HOFMANN.  AF 

10762* 
HOHER,  PG 

10664 
HOLDSWORTH.  CO 

10414* 
HOLLE.  F 

09993* 
HOLLE,  G 

10262* 
HOLLENOER,  LF 

10  532* 
HOLM,     C 
10504* 
HOLMES,     SL 

10786 
HOLTMElERi 

10610 
HQLUBXTSKY. 

09994* 
HOMHA,  N 

10115* 
HOOTKIN,  LA 

10138* 
HQPTON,  O 

10152   10759* 
HOHAK,  J 

10658 
HORDER,  MH 

10  592 
MORGAN,  JH 

09965 
HORROCKS.  JC 

10832 
HOST.  MR 

10730* 
HOUSSAINT,  E 

09892* 
HQVELIUS,  L 

10241 
HOKDEN,  GF 

10160* 
HOYUMPA.  AM  JH. 

10166* 
HRUBY.  VJ 

10001  * 
HUBEL,  KA 

10100* 
HUGHES.  JR 

10567* 
HUGON,  JS 

10379 
HUGUIER,  M 

10432* 
HULME  MOIR.  I 

10327 
HULTEN.  L 

10428*  10504* 
HUME,  OM 

105S2*  10588* 
HUMPHREY.  CS 

10328 
HUNERBEIN.  H 

10127 
HUNGER.  J 

10188 
HUREAU.  J 

10787 
HURWITZ.  LJ 

10424 
HUTANEN,  H 

10706 
HUTCHISON.  JMS 
10084 

lAKHONTOVA.  01 

10542 
lAKOBSON.  6S 

10090 
lARMARKOV.  LG 

10237 
I DEO.  G 

10043* 
IIO.  M 

10636 
ILIES.  A 

10823 
IMLE.  K 

10599 


IMLER>  M 

10701 
IMPICCIATORE.  M 

09942* 
INBERG.  MV 

10077* 
lOANt  S 

10320 
IPPEN.  H 

10601 
IRMIN,  JMS 

10363 
ISCHENKO.  MM 

10210 
ISCHENKOt  VP 

10625 
ISENBERG,  JI 

09944*  10101* 
ISERIt  OA 

10583* 
ISHIKAWA.  T 

10219 
ISMAGILOV.  CG 

10232 
ISOOA,  K 

1  0 1  1 S* 
ISOKOSKI.  M 

10407* 
ISSELBACHER.  KJ 

09972*  J0226 
ITO.  Y 
10249 
lUCHI.  M 

10636 
IWEZe.  Fl 

10273* 
IYENGAR.  P 
10640 

JACKSON.  FC 

10725* 
JACOB!.  MA 

1  0395 
JACOBS.  G 

1 0436* 
JACOBSDN.  ED 

10344* 
JAECK.  O 

10636 
JAFFEE.  ER 

10123* 
JAKIMGWICZ.  M 

10177 
JAKUBOWSKA.  K 

10506 
JAMES.  AE 

10578* 
JAMES.  JH 

10335* 
JANIK,  A 

10368 
JANKAU.  O 

10179 
JAPUNDZIC.  I 

1009ft 
JAOUES.  WA 

10444 
JARKOVSKY.  J 

1065  6 
JASIFNSKl,  S 

10177 
JECEL.  P 

10062* 
JELLUM,  E 

10158* 
JENNINGS.  RC 

10724 
JENNY.  S 

10653 
JENSEN,  HE 

10167*  10427* 
JEZEOUEL.  AM 

10065* 
JIMENEZ  ROMO,  F 

10627 
JINDRAK.  K 

J0764* 
JIRICKA.  Z 

09936* 
JODAL.  M 

09923* 

JOOL.  J 

10408* 


JOHANNSON.  F 

09983* 
JOHANSON.  A 

10422 
JOHN,  L 

I064S 
JOHNSON.  CM 

09979* 
JOHNSON.  JA 

09973*  09998 
JOHNSON,  LR 

09971* 
JOHNSSON,  JE 

10430* 
JOHNSTON.  O 

10274*  10328 
JOHNSTON,  RE 

10808* 
JOHNSTONE.  BM 

10015* 
JONEK,  J 

10058* 
JONES,  OP 

09910* 
JONES,  RL 

10040* 
JORDAN.  JP 

10063* 
JORI.  6P 

10353 
JOSKE.  RA 

10423 
JOUANNEAU.  P 

10489 
JOWSEY.  J 

10117* 
JOYEUX.  R 

10463 
JOZIFKO,  M 

10747 
JUAREZ  FERNANDEZ,  C 

10409* 
JUDD.  JT 

10659 
JUSSILA.  J 

09926*  10407* 

JOTTIJUDATA.  P 

10765*  10767* 

KABENO.  H 

10278* 
KACAK,  M 

10202* 
KACHELHOFFER.  J 

1001 1* 
KADELL.  BM 

10535* 
KAGEL,  KO 

10263 
KAHN.  PC 

10333* 
KAIRIS.  NM 

10315 
KAKIZAKl.  Y 

10376 
KALAYASIRI.  C 

10314 
KAUCHENKO.  II 

10625 
KALlMA.  TV 

09933* 
KALINA.  Z 

10374 
KALINOVSKII.  VP 

10141 
KALLEHAUGE,  HE 

10284* 
KAULFELZ.  FA 

09918* 
KALTIALA.  EH 

09943* 
KAMINSKI .  M 

loose* 

KAN.  O 

10123* 
KANE.  J 

10382 
KAPAOIA.  CR 

10415* 
KAPLAN.  MM 

10225   10690*  10717* 
KAPP.  JF 

10664 


lOBl 1* 


KAREUIN.  AA 

10149 
KARETNII.  V 

10842 
KARPENKO.  A 

lOSSO 
KASOZI.  H 

10534* 
KASPERSKA.  T 

10731* 
KASTHURI,  0 

10198* 
KASUMIAN,  SA 

10479 
KASZEWSKA  JABUONSKA.  I 

10298 

KATZ.  R 

10695* 

KAUOE.  J 

10168 
KAUFMAN.  SH 

10107 
KAUTZSCH.  S 

10560* 
KAVILE.  H 

10759* 
KAWABE.  M 

10714* 
KEELEY.  AF 

10583* 
KEES,  CJ 

10502* 
KEHAYOGLOU.  AK 

10576* 
KEKKI,  M 

09926* 
KELLER.  H 

10218 
KELLER.  HL 

10799 
KENNEDY.     F 

10325 
KEPPLER.  O 

10056* 
KERN.  F  JR. 

10721    10807* 
KESSLER.  S 

10029* 
KETTERER.  H 

10809* 
KEUSCH.  GT 

10717*  10827 
KEWENTER.  J 

10428*  10504* 
KHVATOVA.  EA 

10546 
KIENY.  R 

10147 
KIKKAWA,  K 

10330* 
KIM.  CY 

10710 
KIM.  YS 
10099* 
KIMMIG.  JM 

10766* 
KIMURA.  N 

10714* 
KIMURA.  T 

10249 
KINDLER.  M 

10319 
KING.  JE 

10679 
KIRSNER.  JB 

10499* 
KISSLER.  K 

09993* 
KITANI.  K 

1  0636 
KJERSGAARD  JOHANSEN. 

10429* 
KLEIN.  C 

10863 
KLEIN.  T 

10122* 
KLEIN.  WW 

10598 
KLEPPING.  C 

10633 
KLESCMEVNIKOVA, 

10178 
KLIMAN,  A 
10705 


VP 


KLIMPEL.  L 

09997 
KLINE,  OG 

09979*  1 0670 
KLIPSTEIN,  FA 

10406* 
KLUCZNIK.  R 

10454 
KLUGE.  T 

lOlSS* 
KNAPP.  E 

10S93 
KNAUER.  CM 

10674* 
KNUTTSON,  O 

10428* 
KOBAYASHI,  V 

10278* 
KOaVLINSKI>  S 

10558* 
KOCH,  H 

10457 
KOCH,  « 
10562* 
KOCHKAREV.  VM 

10290 
KOENIG.  H 

I  0795 
KOHLER.  H 

10108 
KOHLER.  JJ 

10532* 
KOHLER.  PF 

10694* 
KOKAS.  E 

09949*    10107 
KOLAR.     J 

10381 
KOLB.     H 

10169 
KOLDOVSKY.  O 

10104* 
KOLODYNSKA.  Z 

10094 
KQLZSCH.  J 

10410* 
KOMAROV.  lA 

10231 
KONCAN.  O 

10358 
KONOZHARIIA.  VA 

10231 
KONOPKA.  L 

10348 
KONTUREK.  SJ 

10007*  10271*  10312 
KONZ.  B 
09993* 
KOPETSCH.  K 

10318 
KORANYI.  G 

10618 
KOROAC.  V 

10746 
KORMAN.  MG 

10258   10275* 
KORNACZEWSKI.  A 

10838 
KORT.  WJ 

10018* 
KOSAY.  S 

10072* 
KOSHI.  G 

10645 
KOSMIOER.  S 

100S9* 
KOSS.  LG 

10565* 
KOSTAMIS.  P 

10447 
KOTHE.  * 

10170 
KOTZAUREK.  R 

10753 
KOUDAHL.  G 

10255 
KOVALEV,  MM 

10765 
KOWALEWSKI  ,  K 

09986* 
KOZIOL.  D 

10213 
KOZLOVSKII,  111 
10205 


WJ 


EL 


KOZOWER.     M 

10Z2S 
KRA8ILL.     LF 

09945* 
KRAEHENBUHL.  J 

10521    10534* 
KRAJKA.  K 

10796 
KRAKOVSKI.  AI 

10545   10595 
KRAMER.  P 

10345* 
KRAUSE.  F 

10459 
KRAUSE. 

09903 
KRAMI TT. 

10739* 
KREMPIEN.  e 

10240 
KREUZBURG.  RC 

10497 
KRUGLIKHINA.  ZH 

10841 
KRUH.  J 

10091 
KRYLOV.  KP 

10652 
KUCHAR.  O 

10656 
KUHLENCORDT.  F 

10117* 
KUHN.  HA 

10075* 
KULCHINSKI.  PE 

10547 
KULICKI.  M 

10202* 
KULIKOVA,  AN 

10542 
KUMAR.  R 

10486 
KUMEISHA.  VF 

10356 
KUMMERLE.  F 

10253 
KURAMATA.  H 

10148 
KURAMITSU.  I 

10249 
KURIGIN.  AA 

10303 
KURNATOBSKI.  W 

10202* 
KUWERT.  E 

10664 
KWA.  58 

1  0699 
KWONG.  K 

09957* 
KYLE.  J 

10394 
KVU.  MH 

10637 

L'HERMINE,  C 

10550 
LAGACHE.  G 

10538* 
LAiSSUE.  J 

10492 
LAL.  D 

10738* 
LAMBERT.     R 

09992* 
LAMPASI.  O 

10144 
LANG.  HO 

10421 
LANGE.  J 

10720 
LANGEMANN.  K 

loeoo 

LANGER.  L 

10173 
LANGER.  S 

09956* 
LANGMAN.  MJS 

10192 
LAPEVRE.  D 

1072  6* 
LAPIDES.  J 

10439* 


LARGIADER.  F 

10843 
LARRAIN.  A 

10176 
LARROUDE,  C 

10386 
LARSEN,     V 

10204* 
LASCELLES.  A 

10068* 
LAVAL.  J 

10010* 
LAVIGNE.  JG 

loooe* 

LAW.  OH  IV 

10808* 
LAWECKl.  .1 

10731* 
LAWRENCE.  D 

10520 
LAWRIE.  BW 

10134* 
LAWSON.  TL 

lOSOO* 
LAZAR.  C 

10295 
LAZARESCU.  V 

10718 
LE  PELTIER. 

10372 
LEACH.  JM 

10683* 
LEAR.  TF 

10490 
LE8LANC.  L 

10573* 
LECHNER.     6 

10818* 
LEE.  A 

101 12* 
LEE.  ER 

10272* 
LEE,  HC 

10773* 
LEE.  HM 

10588* 
LEE.  M 

10400* 
LEE.  YH 

10279* 
LEFER.  AM 

10006* 
LEFER.  LG 

10727* 
LEGUILLY.  Y 

09893* 
LEHMANN.  FG 

10629 
LEICHTER.  J 

10400* 
LEIGH  COLLI S 

10165* 
LEIMER.  E 

09993* 
LEINWEBER 

10075* 
LEITAO.  O 

10  20  3* 
LEMAITRE.  G 

10550 
LEMPINEN,  M 

10  069* 
LENHARO.  J 

10074* 
LENOIR.  P 

09893* 
LEODOLTER.  I 

10132 
LEON-BARUA.  I 

10398* 
LEONHAHDT.  H 

10754 
LEONIOAS.  JC 

10340* 
LEOPOLD.  GR 

10509* 
LEPORE.  MJ 

10460 
LESTAEVEL.  M 

10517 
LEURIDAN.  B 

10830 
LEUSCHNER.  U 

106S4 


8 


LEVENSON.  SM 

10123* 
LEVESQUE.  M 

09909 
LEVINSON.  JO 

09925*  10038* 
LEVITAN.  R 

10345*  10738* 
LEVY.  F 

10091 
LEWICKI,  AM 

10817* 
LE20CHE.  E 

09974*  09975* 
LHOTKA.  J 

10173 
LIAVAG.   I 

10199*  10201*  10264 
LIEBER.  CS 

10027* 
LIEBERMAN,  FL 

10673* 
LIEDBERG.  G 

1 0430* 
LIEHR.  H 

10075*  10692 
LIGNY.  G 

10261 
LILLY.  C 

10705 
LIN.  KT 

10015* 
L1ND8ERG.  M 

10029* 
LINDEMANN.  K 

10461 
LINDENBHATEN.  LO 

10802 
LINDNER.  H 

10140 
LINOQUIST.  B 

09959*  10853 
L I NG .  V 

09940* 
LINSS.  W 

09904 
L1NZ6ACH.  C 

10127 
LIPPMAN.  H 

10438* 
LIPSHUTZ,  W 

09961* 
LIS.  PV 

10625 
LITTLETON.  JT 

10330* 
LITTMAN.  A 

10276* 
LITMIN.  M 

10228 
LJUNGGREN.  B 

10713 
LOCALIO.  SA 

10460 
LOCKHART-MUMMERY.  MHE 

1 0435* 
LOODI.  L 

10380    10855 
LOEVEN.  MA 

10000* 
LOGAN.  JS 

10363 
LOJDA.  Z 

10408* 
LONDON.  KT 

10684* 
LONG.  JC 

10107 
LONG.  WJ 

10443* 
LONGMIRE.  HP  JR. 

10772* 
LOPEZ  OUIJADA,  C 

10098 
LOPEZ-CALDERON  BARREDA.  M 

10337* 
LOPUKHIN.  II 

10652 
LORBER.  SH 

1O072* 
LORENTZ.  K 

10663 
LOUCHET.  E 
10632 


LOW-BEER.  TS 

10804* 
LUYGUE.  J 

10432* 
LUCAS.  CE 

10268* 
LUKICHEV.  PM 

10780 
LUNOGREN.  O 

09923* 
LUNGU.  O 

10815* 
LUTGEMEIER.     J 

10186       10187 
LUTMER.     RF 

10659 
LUZHIS.    AP 

10209 
LYND.     FT 

10651 
LYND.     JO 

10651 
LYNEN.     FK 

09956*    10346        10351 
LYON.      I 

09932* 

MAC     GREGOR.     AB 

10227 
MACAGNO.     EO 

09952* 
MACOONALD.     MA 

10496 
MACHLEDER.     HI 

10535* 
MACLEOD.     DAD 

10227 
MACMAHON.     HE 

10810* 
MACSWEEN.     RNM 

10812* 
MAOZAROVOVA-NOHEJLOVA. 

10412* 
MAENHOUOT.     R 

10820 
MAH.     CL 

10341* 
MAHMOOD.  A 

09931  * 
MAIAT.  VS 

10304 
MAILLARD.  JN 

09909 
MAILLARD.  JP 

10550 
MAJ.  S 

10348 
MAKHOV.  NI 

10630 
MAKHOVA.  VI 

10630 
MAK I ,  T 

10770* 
MAKOKHA.  NS 

10371 
MALAFOSSE.  M 

10489 
MALAKHOVSKI I.  OS 

10230 
MALAVIYA.  AN 

10732* 
MALOONADO.  N 

10406* 
HALIS.  F 

10408* 
MALLARD.  JR 

10084 
MALLET  GUY.  P 

10611 
MALLET  GUV.  Y 

10611    10657 
MALLORV.  A 

10721 
MANOACHE.  F 

10321    10493 
MANDEL.  ID 

10121* 
MANOELL.  H 

10503* 
MANDEMA.  E 

10846 
MANGUSO.  L 

10353 


MANN.  RJ 

10221 
MANNER,  n 

10431*  I0»9e 
MANNHERZ.  J 

10240 
MANOUILOFF.  J 

10261 
MANSON  BAHR.  PEC 

I0B64 
MANTONICO  SANTOHO.  M 

10476   10477 
MANTOVANI.  P 

0994  2* 
MARAFANTE.  E 

loose 

MARATKA.  Z 

10324 
MARCH AND.  C 

10008* 
MARCINKOBSKI.  T 

1066S 
MARCUSSEN.  J 

10199* 
MAROASHEV,  SR 

10149 
HARDER.  MZ 

I012I* 
MARECEK.  Z 

10746 
MARESCMAL.  JL 

10464 
MARGOLIN.  FR 

losoe* 

MARGULIES.  S 

10138* 
MARGULIS.  AR 

1  0500* 
MARGULIS.  FB 

10301 
MARION.  P 

10726* 
MARK.  JBO 

10786 
MARKIEWICZ.  K 

10454 
MARKOWITZ.  AM 

10824 
MARSH.  WH 

10002* 
MARTIN  VILLAR.  J 

10702 
MARTIN.  OE 

10045* 
MARTIN.  E 

loeoi 

MARTIN.  JO 

10423 
MARTINEAU.  G 

10694* 
MARTINELLI.  V 

10649 
MARZA.  L 

099S4* 
MASERA.  N 

1018S 
MASHKOV.  OA 

10652 
HASLOV.  SI 

10547 
MASSAIOLI.  N 

10185 
MASSARRAT.  S 

09894* 
MASSEVEFF.  R 

10573* 
MASSON.     GMC 

10031* 
MASTO.  AS 

10026* 
MASUOA.  r 

1011  1 
MATHAN.  VI 

10415* 
MATHIEU.  P 

10184 
MATSUDA.  H 

09900 
MATSUMORA.  A 

10297 
MATSOSHIRO,  T 

10770* 
MATSUZAKI.  T 
10376 


MATTELAER.  JJ 

10820 
MATTHYS.  F 

10133* 
MAONSBACH.  AB 

09897 
MAURER.  • 

10  549   10766* 
MAURI .  MM 

10154 
MAZZARIELLO.  R 

10763* 
MCALLISTER.  JS 

10125* 
MCARTHUR.  MS 

10772* 
MCCARTY.  JE 

10867 
MCCOLL.  I 

10327 
MCDERMOTT.  WV  JR. 

I0S89* 
MCGEACHIE.  JK 

09902 
MCGIVEN.  AR 

09901 
MCLEISH.   I 

09963 
MCNAIR.  A 

10661* 
MCPARTLIN,  JF 

10442* 
MEHLMAN.  OJ 

10224 
MEHTALIA.  S 

10019* 
MEITNER.  PA 

09985* 
MELCHERT.  R 

10318 
MELDOLESI.  J 

10014* 
MELNICK.  J 

10696* 
MENA.  I 
09935* 
MENCZEL.  J 

10122* 
HENDELOFF.  AI 

10388* 
MENGUY.  R 

10214    10391* 
MENNINI.  G 

09974* 
MERCADIER.  M 

10603 
MERINO.  F 

10706 
MERRILL  GIBSON.  J  JR. 

10620 
MERRILL.  JP 

10817* 
MESZAROS.  J 

10618 
MEUCCI.  D 

10366 
MEYER.  RK 

10045* 
MICHEL.  H 

10e43 
MICHEL.  HJ 

10042* 
MICHIELS.  R 

10633 
MIEDERER.  SE 

10235 
MIEMIEC.  E 

10410* 
MIETTINEN.  TA 

10086 
MIGEOTTE.  P 

10689* 
MIGNON.  M 

09970* 
MIKASHINOVICH.  ZI 

10605 
MIKOAJCZYK.  G 

10059* 
MILITAREV.  IM 
10481 

DM 


MILLAR 
10494 

MILLER. 
10114* 


B 


MILLER.  OF 

10465 
MILLER.  DL 

09921* 
MILLER.  OR 

10S56* 
MILLER.  HM 

10225 
MILLER.  HP 

10395 
MILLER.  JPG 

1 0575* 
MILLMAN.  I 

10706 
MILSAP.  JH 

10490 
MIMIC  OKA.  J 

10096 
MINAGI.  H 

10508* 
MINALE.  C 

10843 
MIRCIOtU.  C 

10322   10323 
MI  RON.  C 

10718 
MIRONOVA.  VI 

10370 
MISRA.  RC 

10198* 
MITCHISON.  R 

10114* 
MITRA.  SK 

1064  0 
MITSUOO.  S 

10078* 
MIZOCK.  B 

10021* 
MOOIGLIANl.  U 

10855 
MOHR.  « 

10609 
MOLOENHAUER.  E 

10849 
MOLOENHAUER.  W 

10849 
MOLLA.  AM 

10404* 
MOLLER,  H 

10713 
MOLLISON.  KW 

10279* 
MOLLMANN.  H 

10085 
MOLONEY.  M 

I  0840 
MONTE T.  JC 

10035* 
MONTGOMERY.  CK 

10500* 
MONTI.  L 

10034* 
MONTORI.  A 

10649 
MOON.  RC 

10037* 
MOORE.  M 

10567* 
MORANOI.  LP 

10852 
MOREAU.  P 

10365 
MOREAUX.  J 

10801 
MORGENSTERN.  L 
10145   10438* 
MORI.  K 

10281*  10614 
MORI.  R 

10551 
MORIN.  CL 

09940* 
MORINI.  A 

10708 
MORITZ.  M 

10066*  10067* 
MOROTOMI.  1 

10714* 
MORRIS.  TO 

10682* 
MORRISON,  J 

10705 
MORRISON.  JT 
10166* 


MORSON.  Mac 

10434* 
MOSKOMITZ.  M 

10166* 
MOULINIER.  B 

10194 
MQURA.  MC 

10711 
MOUTOUIN.  JM 

10350 
MOZES.  M 

10361 
MRAK  POGACAR.  M 

10358 
MUEHLLEHNER.  6 

10578* 
MUGGIA.  AL 

10426* 
MULHENS.  KJ 

10837 
MULLER.  MK 

09901 
MULLER.  JM 

10375 
MULLER.  M 

10216 
MULLINK.  JKMA 

10826 
MURATA.  F 

09900 
MURO.  J 

10607 
MURRAY.  O 

10336* 
MUSIAL  STROJNY.  6 

10662 
MUSTALA.  O 

09926* 
MUTING.  0 

10863 
MVERSON.  RM 

10555* 
MYKING.  AO 
101  IS*  10666 

NABEYAMA.  A 

09900 
NACHTOMI.  E 

10055* 
NAGARATNAM.  N 

10SI3* 
NANUM.  H 

09909   10669 
NAIRN.  RC 

09901 
NAJERA  RIVERA.  A 

10647 
NAKAO.  K 

10123* 
NANA.  A 

10322   10323 
NANA.  M 

10323 
NANCE.  FC 

09979*  10670 
NARBOUTON.  R 

10854 
NAREBSKI.  J 

10506 
NASCA.  S 

09969* 
NASR.  K 
10813* 
NAVRATIL.  M 

10656   10803 
NAYAK.  NC 

10732* 
NAYSAN.  P 

10340* 
NEALE.  G 

10114* 
NELSON.  GS 

ioa6S 

NELSON.  M 

10707 
NESTEL.  PJ 

10051* 
NESTERENKO.  LN 

10522 
NEMMAN.  «C 

10037* 
NG.  KK 

09957* 


NICHINI.  FM 

I01S6 
NICOLAESCU.  T 

10569* 
NICOLAVSEN.  R 

10129 
NIELSEN.  J 

10167*  10204*  10427* 
NIELSEN,  JO 

10568* 
NIELSEN.  R 

10429* 
NIELUBOWICZ,  J 

1017S 
NIKHINSON,  RA 

1059S 
NIKOLSKI.  AO 

10231 
NIKULNIKOVA.  NS 

10841 
NILIUS.  R 

10596 
NILSSON.  A 

10093 
NISSAN.  S 

10441* 
NISSEL,  W 

10453 
NISSEN.  H 

10255 
NITZ.  I 

10367 
NIVEN.  P 

10668 
NIXON.  HH 

10443* 
NOUETO.  PA 

1030S 
NOONAN.  CO 

10500* 
NOROGREN,  B 

09988* 
NORMAN.  JC  JR. 

10589* 
NORTON.  L 

09978* 
N0SZC2VK.  M 

10202* 
NOVICH.  MG 

10624 
NOWAKOWSKI .  A 

10612 
NO MOT NY.  K 

10170 
NUOO.  MF 

09914* 

NUKI.  G 

10B12* 

NURNBERGER.  F 

10819 


O  NEILL 

09979* 
O  REILLY.  S 

10639 
O'BRIEN.  ST 

10739* 
OANCEA.  R 

10741 
OATES«  MOG 

09987* 
OaOJSKA,  K 

10094 
OBREZ.  I 

10358 
OBTUOMICZ.  « 

10007* 
OCKENOEN.  BG 

10554* 
ODENOVA.  NB 

1  0473 
OETLIKER.  O 

10103* 
OGASAMARA.  K 

10614 
OGATA.  T 

09900 
OHARA.  T 

10376 
OJALA,  A 

10097 
OKABE.  H 

1021S 


JA  JR. 


OLAFSSON  RIBA.  P 

10168 
OLATUNBOSUN.  O 

09938* 
OLBE.  L 
10428* 
OLSON.  EB  JR. 

09916* 
OLSON.  HO 

10364 
ONG.  YW 

10699 
ONUR.  R 

09958* 
ORECCHIA.  C 

10269*  10283* 
QRLANOI,  F 

10065* 
ORMEROO.  WE 

10864 
ORNOV.  A 

10378 
ORBEGO-MATTE.  H 

09935* 
ORSKOV.  F 

10735* 
ORTIZ  HURTAOO.  H 

10606 
ORTIZ  VAZQUEZ.  J 

10607 
OSHIN.  A 

09917*  10519 
OTHONIEL.  J 

10844 
OTTEN.  H 

10712 
OTTO-SERVAIS.  M 

10689* 
OTTO.  L 

10S96 
OUOEA.  MC 

09893* 
OUDEA.  P 

09893* 
OVCHINNIKOV.  AV 

10355 
OWFYSSI.  MH 

10377 

PACE,  WG 

10679 
PAD  ILL A.  M 

10716* 
PAILLOT.  B 

10685* 
PAIN.  AK 

10870 
PAIN.  RH 

09982* 
PALACIO.  EJ 

10835 
PALECKOVA.  M 

10324 
PALFRAMAN.  JF 

10162* 
PALLARESi  J 

10280* 
PALMA.  F 

10572* 
PALMER.  RH 

I0S86* 
PALMER.  « 

10694* 
PALOHEIMO.  M 

10069* 
PAN  URAI.  R 

10836 
PANCHANAOAM.  M 

10868 
PANECKA.  A 

10228 
PANSU.  O 

09934* 
PANTSIREV.  IM 

10304 
PANZ.  e 

loose* 

PAPAHAGI.  E 

10667 
PAPAL  Z 

10604 
PAPAPOSTOLOU.  M6 

10315 


PAPAVASILIOU.  C 

1044  7 
PAPPO.  A 

10718 
PARAKHONIAK.  VI 

10479 
PARDELA,  M 

10789 
PARENT.  K 

10392* 
PARIS.  J 

10543 
PARIS.  JC 

1054  3 
PARK.  CR 

10024* 
PARONETTO.  F 

10691* 
PARSA.   I 

10002* 
PARTENSKY.  C 

1058  1* 
PASCAL.  JP 

10010* 
PASCU.  O 

10256 
PASINI.  G 

10262 
PASSARO.  E 

09974* 
PASTOR.  J 

10009* 
PATSIORA.  MO 

10624 
PATTERSON.  J 

10363 
PATTERSON.  JF 

10333* 
PAUL.  RE  JR. 

10472 
PAUL  I.  AM 

10009* 
PAULV.  H 

10128 
PAVANELLO.  PM 

10262 
PEARSON.  JG 

10191 
PEKAREK.  RS 

10046* 
PELIKAN.  L 

10425 
PENA  ANGULO.  JF 

10409* 
PENA  VANEZ.  A 

10409* 
PENGELLY.  COR 

10724 
PENN.  I 
10694* 
PEREIRA  CAMPOS.  R 

10626 
PEREZ  CABANAS.  J 

10606 
PEREZ  MIRANDA.  M 

10677 
PEREZ  ROURA.  NE 

10143 
PEREZ-GONZALEZ.  M 

10102* 
PERLMUTTER.  6S 

10877* 
PERRIN.  EB 

10725* 
PERSSON.  I 

10681* 
PERUGINI.  S 

10708 
PESKIN.  GM 

10021* 
PETER.  B 

10701 
PETERSEN.  H 

I08S7* 
PETRACIC.  B 

104S9 
PETROV.  VJ 

10349 
PETTAVEL.  J 

10216 
PETTERSSON.  T 

10814* 
PEZZLO.  F 
10867 


PFEIFFER.  CJ 

0997S* 
PHILLIPS.  MM 

10182 
PHILLIPS.  SF 

0991 1* 
PIERCE.  J* 

10134* 
PIERCE.  NF 

10811* 
PIETSCH.  P 

10849 
PIGER.  A 

10252 
PILLINGER,  DJ 

10033* 
PINET.  F 

1072b* 
PINN.      Vtt 

10226 
PIOUINELA.  JA 

10300 
PITOT.  HC 

10016* 
PLACAK.  B 

10658 
PLAYOUST,  MR 

10BS8* 
PLEASANTS.  JR 

10109 
PLOMTEUX,  G 

10574*  10689* 
PLOTNICKI.  a 

10287 
PLOTNICKI.  T 

10287 
POCHACZEVSKY.  R 

10340* 
POOIELITS.  VF 

10776 
POKORA.  J 

10612 
POKROVSKI  .  AA 

10646 
POLAERT.  J 

10S18 
POLAZINEC.  MN 

10851 
POLL.  P 
10167* 
POPESCU  MICLOSANU.  S 

10623 
POPESCU.  M 

10493 
POPOV.   ID 

10783 
POPOV IC I.  Z 

10667 
PORTAL  CIRCULATION 

10600   10600 
PORTER.  KA 

10582* 
POSER.  M 

10076* 
POTTS.  JT  JR. 

09916* 
POUVET.  M 

10692* 
POVEOA.  L 

10211 
POVER.  MFR 

10126* 
PREOA.  V 

10082 
PRENNER.  K 

10S90* 
PREVOTAT.  N 

10534* 
PRICE.  J8  JR 

10634 
PRICE.  R 

lOSOS* 
PRINCE.  AM 

10693* 
PRtSCU.  A 

10623 
PRIVEZENTSEVA,  TV 

09907 
PROKOPCZUK.  J 
10242   10660 
PRVTZ.  H 

I073S* 
PRZEZOZIAK.  J 
10298 


PUHL.  HB 

RIBET.  A 

1031  1 

10010* 

POSHPATHAOAM.  J 

RICATTE.  JP 

10023* 

10521    10534* 

PUTNAM.  CW 

RICHAUME.  B 

10694* 

10445 

PUTZKE.  HP 

RICHMAN.  RA 

10005*  10012*  10S37* 

10039* 

PYORALA.  K 

RICHTER.  H 

09926* 

10377 

RICHTER.  K 

OUAST.  M 

10012* 

1  0777 

RICKLES.  FR 

OUINTAO.  E 

10406* 

1  0130 

RIEOE.  L 

10452 

RADECKI.  T 

RITCHIE,  J 

10271* 

10378 

RAF.  L 
10760* 

RIT2.  E 

10074*  10240 

RAHIM.  A 

RIUMSHIN.  GI 

10862 

10347 

RAITHEL.  D 

RIVERA.  RA 

10188 

10856* 

RAJAN.  0 

RIZHIKH.  AN 

10415* 

10478 

RAMAIAM.  A 

RIZK.  GK 

10105* 

10525 

RAMBO.  ON 

ROBBE.  K 

1 OSOO* 

10367 

RAMCHAND.  S 

ROBBERECHT.  P 

10193 

09999* 

RAMIREZ  DE  GUGLIELMONE.  A 

ROBERT.  A 

10628 

10270* 

RAMIRO.  J 

ROBERTSON.  BR 

10382 

10729* 

RANOACCIO.  M 

ROBINSON,  JWL 

10154 

10102* 

RANDOLPH,  JG 

ROCHUS.  L 

10309 

10013* 

RANKIN.  JG 

RODES.  J 

10838 

10675* 

RASCHKE.  E 

RODICHERO.  L 

10456 

10088 

RASKOVA.  H 

RDDKEY.  FL 

09936* 
RASMUSSEN,  JA 

10073* 
RODRIGUEZ  DE  QUESADA 

10364 

10563* 

RATH,  FW 

RODRIGUEZ.  J 

10596 

10695* 

RATHE,  J 

ROGALA.  H 

09999* 

10731* 

RATNER,  H 

RtlGOVA.  RD 

10340* 

10289 

RAU,  R 

RQHEIH.  PS 

1  0597 

10092 

HAVANESI,  P 

ROHR.  HP 

10717* 

10042* 

READ.  AE 

ROMAN.  E 

10134*  10604* 

10057* 

REDDY.  BS 

ROMANOWSKA.  A 

10109 

1  0487 

REDDY.  JK 

RQMSLO.  I 

10048* 

10217 

REHBEIN,  F 

RONDEZ.  H 

10163*  1CI69 

10597 

REHNER.  M 

RONE.  A 

10562* 

10021* 

RE  ID.  NR 

ROOS.  M 

10705 

1001 1* 

REIKOWSKI.  H 

ROSCH.  J 

10863 

10806* 

REILLY,  PW 

ROSCH.  W 

10586* 

10316   10647 

REINKE.  RT 

ROSSIPAL,  E 

10509* 

10411* 

REISER.  S 

ROSSITER,  MA 

09922* 

10417 

REMBERT,  A 

ROSTAFINSKA.  J 

1  0550 

10860 

REMIGIO,  PA 

ROSTOVTSEVA.  ID 

10829 

10790 

REMISCHDVSKY.  J 

ROTH.  JA 

09928* 

10566* 

RENERT.  WA 

ROTH,  JAL 

10805* 

09975* 

RE PIN*.  GA 

ROTTHAUWE.  HW 

1  0660 

10559* 

RESHETQV.  GS 

ROTTHAUWE.  I 

I  0547 

10559* 

RESIO.  JA 

ROTZSCH,  W 

10791 

10108 

REYNOLDS.  TB 

ROUSSFAU,  G 

1067  3* 

10161 

CH 


AA 


ROUSSELET.  J 

10267* 
ROUX,  M 

10375 
ROME,  TR 

10488 
RUBET.  A 

10726* 
RUBIN.  CE 

10402*  10859* 
RUBIN.  E 

10027* 
RUCK,  BJ 

10683* 
RUEFF.  B 

10834 
RUEGSEGGER. 

10216 
RUINEN.  L 

10846 
RULE.  AH 

10520 
RUPP.  N 

10799 
RUSANOV. 

10349 
RUSH.  BR  JR. 

10730* 
RUYTERS.  L 

10689* 
RYAZANSKAIA.   GV 
10621 

SAAKOV,  BA 

10605 
SABET,  S 

10642 
SACHS.  G 

09984* 
SADOVSKAIA,  A 

10842 
SAGARA,  Y 

101  10 
SAILER.  FX 

10527 
SAITO.  S 

10817* 
SAKAE.  K 

10297 
SAKAMOTO.  Y 

09964 
SAKURADA.  N 

10696* 
SAKUYAMA.  K 

10219 
SALAZAR.  JR 

10143 
SALDUTTI.  L 

10144 
SALEMBIER.  Y 

10523 
SALLAM,  M 

10260 
SALMENKIVI.  K 

10069* 
SALMI.  H 

09926* 
SALMON.  PR 

10134* 
SAMOOUMOVA.   ZA 

10545 
SAMSON,  EI 

10307 
SAN  MARTIN,  P 

10607 
SANDSTEAD.  HH 

10808* 
SANKALE.  M 

10573* 
SANTAMARIA.  JN 

1  0838 
SAPOCHNIK.  M 

10791 
SARAGEA.  M 

10057* 
SAROINI.  D 

1  0748 
SARLES.  H 

10009* 
SARMA,  DSR 

10054* 

SARNA.  S 

10407* 


SAROFF.  J 

10659 
SATGE.  P 

10854 
SATLER.  J 

103S8 
SATO.  H 

10174 
SATO.  T 
10770* 
SAUBIER.  E 

10581* 
SAUBIER.  EC 

10S80* 
SAUER.  H 

I03S4 
SAUVEGRAIN.  J 

10464 
SAVA.  G 

10638 
SAVAGE.     DC 

10125* 
SAVCHENKO.  AP 

09907 
SAVIC.  e 

10456 
SBUELZ.  B 

10269*  10283* 
SCACCA8AR0Z2I.  U 

10748 
SCALVINI.  A 

10648 
SCARSELLI .  V 

10280* 
SCHAFFNER.  F 

10056* 
SCHARNBECK.  H 
■  10056* 
SCHAUOIG.  H 

10316 
SCHAUER.  A 

10282* 
SCHEDL.  HP 

09921* 
SCHEIBE.  O 

10451 
SCHEININ.  TM 

10077* 
SCHEJBALOVA.  E 

09936* 
SCHELUNG.  JL 

09927* 
SCHENKER.  S 

09925*  10038* 
SCHIEME.  R 

10354 
SCHILLER.  KFR 

10238 
SCHILLER.  M 

10164*  10341*  10378 
SCHIMPF.  K 

10074* 
SCHlOPPACASSI  .  G 

10648 
SCHLACHETZKl.  J 

10461 
SCHLICHT.   I 

10095 
SCHMID.  E 

10285*  10564* 
SCHMIDT  GOFFI.  F 

10362 
SCHMIDT.  G 

10453 
SCHMIDT.  H 

10754 
SCHMIDT.  HA 

09983* 
SCHMIDT.  J 

10139 
SCHMIDT.  P 

10753 
SCHMITT  KOPPLER.  A 

10253   10311 
SCHNEIDER.  OL 

09912*  09919*  10030* 
SCHOENFIELD,  LJ 

10762*  10769* 
SCHOFIELO.  GC 

09951* 
SCHOLTEN.  JH 

10846 
SCHRAGER.  J 
09987* 


SCHRAMM,  M 

10354 
SCHR6IBER.  HW 

10S62* 
SCHREMPEL,  A 

09905 
SCHROTER.  G 

10694* 
SCHROTER.  M 

104S7 
SCHROTH.  R 

I  0319 
SCHULTIS,  K 

10527 
SCHULTZ.  SM 

10103* 
SCHULZ.  O 

10456 
SCHULZ.  W 

10644 
SCHUMACHER,  K 

10720 
SCHWAN,  HP 

10128 
SCHWARTZ.  MA 

10530 
SCHWARZER.  R 

10263 
SCHWEDER .  N 

10163* 
SCOPPA,  P 

10068 
SCOTT.  AJ 

10768* 
SCOTT.  HW  JR. 

lOBOe* 
SEAH,  PP 

10417 
SEGAL.  S 

10104* 
SEGRESTIN.  M 

10686*  10686* 
SEIFTER.  E 

10123* 
SELIVANOV.  VI 

10483 
SELL AM  I.  A 

10463 
SEMENZA.     G 

09939* 
SEMICHASTNOVA.     AG 

10212 
SENNEKAMP,     J 

10712 
SERCK-HANSSEN.     A 

1 0199* 
SERLIN.     O 

10730* 
SERNKA.  TJ 

09977* 
SEROR.  J 

1  0638 
SERRA.  C 

10778 
SERRANO.  T 

10716* 
SETKA.  J 

10173 
SEVEL.  O 

10541 
SEWELL.  RL 

10455 
SHACKED.  IJ 

10734* 
SHAH.  G 
09984* 
SHAIN.  AA 

10369 
SHALLENBERGER.  PL 

10507 
SHANBOUR.  LL 

10344* 
SHANTAKUMARI .  S 

10415* 
SHAROV.  BK 

10790 
SHAW,  J 
10038* 
SHEERIN.  HE 

09932* 
SHEPOTINOVSKI.  VI 

10605 
SHERLOCK.  P 
10565* 


SHERLOCK,  S 

10576*  10704 
SHERMAN,  A 

10078* 
SHIH.  VE 

10401* 
SHILKIN,  KB 

10575* 
SHIMKIN,  PM 

10334* 
SHINY*.  H 

10281  * 
SHIODA,  R 

10050* 
SHIRE,  JGM 

10029* 
SHI VEROECKER,  P 

09966* 
SHKHLIANNI,   IK 

10234 
SHORE,  Jf 

10145 
SHUKLA.  PK 

10751 
SHULUTKO,  BI 

10722 
SICHEVA,  AN 

10646 
SIDEL,  JS 

1 0690* 
SIDRANSKY,  H 

10054* 
SIMMONS.  F 

10672* 
SIMMONS.  JB 

10063* 
SIMCN.  FR 

10571* 
SIMON.  JM 

10445 
SIMON.  L 

10223   10848 
SINGER.  HC 

1 0499* 
SINGERMAN,  RB 

09952* 
SIPLET.  H 

10072* 
SITENKO.  VM 

10303 
SIURALA.  M 

09926*  10259 
SIVULA.  A 

10069* 
SKANDALAKIS.  JE 

10490 
SKERRETT.  PV 

10555* 
SKINHOJ,  P 

10681* 
SKOBEI,  EV 

10397 
SKORYNA,  SC 

10131 
SKROMAK,  E 

09910* 
SLANETZ,  CA  JR. 

10437* 
SLAYDEN,  RM 

10037* 
SLEIGHT,  OR 

10501* 
SMAOJA,  M 

10834 
SMELLIE.  WAB 

10825 
SMIRNOV,  EV 

10792 
SMIRNOV,  NM 

10141 
SMITH,  AG 

10725* 
SMITH,  AN 

10484 
SMITH,  D 

10717* 
SMITH,  DH 

10588* 
SMITH,  FR 

10641 
SMITH,  GP 

10119* 
SMITH,  RB 

10078*  10328 


SNARY,  O 

09982* 
SNODGRASS,  PJ 

10066*  10067* 
SNYDER,  SH 

1 0335* 
SODO,  L 

10373 
SOHMA,  S 

10462 
SOLBERG,  CO 

10217 
SOLIS  HERRUZO,  JA 

10749 
SOLOP,   IK 

I  0483 
SOMIN,  VI 

10646 
SONNEVELDT.  AW 

10471 
SONNICHSEN.  N 

1 0410* 
SOPER.  RT 

1 0440* 
SOROUSH,  A 

10555* 
SOSA.  FR 

09910* 
SOTHY.  SP 

10064* 
SOYER.  T 

10591* 
SPANGEN.  L 

10760* 
SPANO.  J 

10710 
SPAS  I  UK.  MI 

10357 
SPENCER  J 

10273*  10273* 
SPERANSKI.  NP 

10831 
SPERANZA.  V 

09974*  09975* 
SPIRO.  HM 

1050  3* 
SPIVAK,  VP 

10302 
SPLITTER.  SO 

10050* 
SR IRATANABAN.  A 

1 0399* 
ST  PIERRE.  T 

09984* 
STADELMANN.  O 

10235 
STADNITSKII,   IP 

1  0237 
STAHL.  J 

10701 
STAHL,  WM 

10755 
STANEK,  O 

10286 
STANEK,  S 

1  0286 
STANILANO,  JR 

10832 
STARZL,  TE 

10694* 
STASZEWSKI.  J 

10229 
STEIN.  Y 

10092 
STEINACHER.  C 

10208 
STEINBERG.  D 

10691* 
STEININGER.  E 

09927* 
STFMPIEN.  SJ 

10272* 
STERLIAGOV.  GA 

10233 
STIBENZ.  HJ 

09899 
STILL.  WJ 

10582* 
STIRLING,  GA 

10067 
STOCCHI,  F 

10313 
STOCK,  C 

1001  I* 


STOEBNER,  P 

1001 1* 
STOENESCU.  R 

10758* 
STOKES,  PE 

10119* 
STOKKE.  0 

10158* 
STOKOSA.  £ 

10059* 
STORKE.  A 

10079 
STORNAIUOLO.  A 

10622 
STORHIE.  M 

09917* 
STRAFUSS.  AC 

10526 
STRATULAT.  L 

10321 
STRICKLAND.  RG 

10258 
STROHMAYER.  AJ 

10119* 
STUART.  M 

10336* 
SUDOROGIN.  VE 

10355 
SUGAWA,  C 

10268* 
SUKHAREV.  VF 

10141 
SUNG.  CP 

09984* 
SUTNICK.  AI 

10684* 
SUWANIK.  R 

10248 
SUZUKI.  I 

10297 
SVANVIK.  J 

09923* 
SVENSSON.  SO 

09981*  09989* 
SVIRCEVIC.  A 

10236 
SVOaODA,  O 

10048* 
SWARNABAI.  C 

10415* 
SWELL,  L 

10765*  10767* 
SWITKA,  S 

10752 
SYLWESTEH.  DL 

10390* 
SYMONS.  LEA 

10858* 
SYMYNKVWICZ.  LA 

10399* 
SZAFRAN.  Z 

10662 
SZANTO,  I 

10352 
SZCZERBAN,  J 

10175 
SZCZYGIEL,  B 

10  752 
SZESZENIA.  N 

10299 
SZILAGYI,  J 

10352 
SZMUNESS,  W 

10693* 
SZRETTER-SZMID,  M 

10202* 
SZULCZYNSKA.  K 

10298 
SZYLMAN,  P 
10733* 

TABAOCHALI.  S 

10114* 
TACHIBANA.  K 

10278* 
TAENZER,  V 

10180 
TAHARA,  E 

09895* 
TAKEOA,  Y 

10551 
lAKINO.  T 

10613 


TALERMAN.  A 

10495 
TALIEV.  VA 

10483 
TAMECHIKA.  V 

10215 
TANDON,  R 

10503* 
TANK.  ES 

I  0439* 
TANSY.  MF 

loise 

TARPILA.  S 

10342» 
TARTULIER.  M 

10517 
TASLER.  J 

10007* 
TATEISHl,  H 

10031* 
TATEKAWA.  I 

10462 
TATEO.  R 

10195* 
TAVERNIER.     J 

10386 
TAYLOR.  PM 

10617 
TEEM.  MV 

0991  I* 
TEJWANI.     GA 

10105* 
TELEA.     G 

10528 
TELKOV.  NA 

10480 
TENCONl.  LT 

10065* 
TENNEN.  E 

10019* 
TERES.  M 

10675* 
TEYSSIER.  P 

10573* 
THAYER.  WR  JR 

10399* 
THAYER.  KR  JR. 

10503* 
THEILE.  H 

10420 
THlER.  SO 

10401* 
THISTLE.  JL 

10762*  10769* 
THOMAS.  LB 

10566* 
THOMAS.  TV 

10245 
THOMFOHD.  NR 

10679 
THOMPSON.  AE 

09980* 
THOMPSON.  JM 

1004  0* 
THOMSON.  ABR 

09938* 
THOMSON.  JWW 

10227 
THOR.  P 
10271* 
TIBBLIN.  S 

10430* 
TICHONICKY.  L 

10091 
TINCKLER.  L 

1079  4 
TINKER.  J 

10273* 
TJIOt.  DT 

09953* 
TOAOER.  C 

10294    10655 
TOAOER.  I 

10294 
TOCORNAL.  J 

10176 
TOLEDO.  JO 

10737* 
TOMASI.  TB  JH- 

10106* 
TOMASINI.  J 

10406* 
TOME  BIBEIRO.  A 
10723 


TONG.  EY 

09953* 
TONGIO.  J 

10147 
TONJUM.  S 

I020I*  10264 
TOPETE  OROZCO.  LM 

10647 
TORISU.  M 

10694* 
TOSKIN.  KD 

10483 
TOTH.  A 
10027* 
TOULET.  J 

10267*  10574* 
TOVSTOLITKIN.  GE 

10302 
TRAPNELL.  J 

10529 
TREAT.  E 

10344* 
TRELEA,  E 

10322 
TRENT  I.  A 

10552* 
TREPO.  C 

10584*  10687*  10736* 
TRESHAN.  01 

10230 
TRIGER.  OR 

10587* 
TSUCHIKURA.  H 

10049* 
TSUR.  N 

10361 
TUCH.  AF 

09961* 
TUDOSE.  N 

10742 
TUKHOMIROVA.  TI 

10602 
TULLIS.  JL 

10697 
TUMINO.  G 

10649 
TURCOTTE.  JG 

10570* 
TURKER.  RK 

09958* 
TUHNBERG.  LA 

10576* 
TUSCANO.  G 

10195* 
TYSELL.  JE  JR. 
10674* 

UBILLA.  A 

10176 
UETE.  T 

10049* 
ULANO.  HB 

10344* 
UNAVAMA.  F 

10148 
UNDERWOOD.  LE 

10039* 
UPIREV.  AV 

10S94 
URBAN.  V 

10074* 

VAKHRUSHFV.  IM 

10292 
VAKHTFEIOL.  V 

10548 
VALRERG.  LS 

09938* 
VALENKEVICH.  LN 

10542 
VAN  ACKEREN.  H 

10562* 
VAN  DER  LINDEN.  W 

10676* 
VAN  DER  SLIKKE.  LB 

10846 
VAN  LANCKER.  JL 

10535* 
VAN  VOORTHUISEN.  AE 

10524 
VAN  WYK.  JJ 

10039* 
VANDENBROUCKE.  J 

10715* 


VANDERHEERS-PIRET.  NC 

09999* 
VANDERMEERS.  A 

09999* 
VANOOOREN.  M 

10678 
VANKEMMEL.  M 

10538* 
VARAOARAJAN,  MG 

10155 
VARIS.  K 

10200* 
VARHA.  SO 

09931* 
VARONE.  GL 

10353 
VARRO.  V 

09970* 
VARS.  HM 

10116* 
VASIAK.  IV 

10234 
VASILIU.  M 

10321 
VATIER.  J 

09970* 
VAUCLAIR.  R 

10516 
VAYRE.  P 

10787 
VAYSSE.  N 

10010* 
VAZQUEZ  CANO.  JA 

10702 
VEJLSTEO.  H 

10793 
VELLOSO.  A 

10563* 
VENKATARAMAN.  MS 

10155 
VENTURA.    E 

10744 
VEROONK.  G 

10133* 
VERINE.  H 

10657 
VERLY.  WG 

10023* 
VERMESSE.  G 

10518 
VERNACE.  S 

10691* 
VERNEY.  E 

10054* 
VEYRAY.  J 

10463 
VIARO.  H 

10581* 
VICKERY.  AL  JR. 

10472 
VIGNON.  G 

09934* 
VILLALBA.  CB 

10143 
VI  LLANO.  J 

10633 
VILLANUEVA.  A 

10737* 
VINCENT.  O 

10013* 
VINZ.  H 

10360 
VIRANUVATTI.  V 

10248   10314 
VITEZ.  M 

10539   10S48 
VLAHCEVIC.  ZR 

10765*  10767* 
VOGEL.  FS 

10727* 
VOINA.  SJ 

10039* 
VOLEK.  V 

10747 
VON  KLEIST.  S 

10458 
VOSKANOV.  MA 

10602 
VOSSSCHULTE.  K 
1052  7 

WACHTFEIOL.  V 
10539 


MAGNER.  HN  JR. 

10578* 
■AINSTOK.  D 

10239 
WAISMAN.  H 

10759* 
MALAN.  A 

10296 
MALASZEMSKI.  J 

10175 
MALKER.  JG 

10387* 
WALKER.  RJ 

10575* 
HALKIEWICZ.  E 

10779 
MALLER.  SL 

10474 
HALT.  AJ 

10268* 
HALTHER.  J 

10170 
NANKE.  M 

10240 
MANNEMACHER.  RW  JR> 

10046* 
■ARAMSO.  M» 

10383 
WARD.  JW 

09990* 

WARD.  R 

10695* 

WARR.  GW 

10068* 
WARTER.  P 

10147 
WASHINGTON.  SLA 

10087 
WASSERMAN,  RH 

09918* 
WASUNNA.  AEO 

09968* 
WATANBE.  N 

10157 
WATKIN.  OFL 

10326 
WATSON.  WC 

10260 
WEAVER.  OR 

10507 
WEGELIUS.  O 

10814* 
WEIONER.  WA 

10197* 
WEILL.  F 

10521 
WEILL.  F. 

10534* 
WEINBREN.  K 

10087 
WEINSTEIN.  A 

10104* 
WEINSTEIN.  MA 

10334* 
WEISBRODT.  NW 

09952* 
WELLS.  WOE 

10040* 
WEN.  CC 
10773* 
WENZEL.  R 

10459 
WERNER.  G 

10457 
WESTERFELO.  WW 

10635 
WEXLER.  BC 

10659 
WHALcY.  K 

1081<:* 
WHELTON.  M 

IU576* 
WHELTON.  MJ 

10496 
WHITE.  TT 

10  152   10759* 
WHITTAKER.  GE 

09957* 
WIOHALM.  F 

10753 
WIEBELHAUS.  VO 

09984* 

WIEK.  K 

10631 


•lENBECK.  M 

09955* 
MIENOUt  HJ 

102  52 
HIENIAWSKI,  W 

10094 
WIERNIK.  PH 

10224 
WIESER.  O 

10025* 
WILFERT,  CM 

10567* 
HILKINS.  JL 

10446 
WILKINSON.  AR 

10328 
WILKINSON.  OS 

looie* 

WILKINSON.  P 

10836 
WILLIAMS.  D 

10668 
WILLIAMS.  R 

10575* 
WILLIAMS.  TF 

10024* 
WILLIAMSON,  J 

10812* 
WILLMEN.  HR 

09956* 
WILMANNS.  W 

10  421 
WILMORE.  OW 

10343* 
WILSON.   ID 

10392* 
WILSON.  JM 

10331* 
WILTON.  DC 

10060* 
WINAWER.  SJ 

1  0S65* 
WINKLER.  U 

10420 
WINNE.  D 

09928* 
WITSCHER.  HP 

10720 
WITZLEBEN,  CL 

10052* 
WOLF,  RC 

10045* 
WOLFE.    HJ 

10690* 
WOLFF,     C 

10754 
WOLFF,     ED 

10018* 
WOLFF,    R 

10761* 
WOLFF.     WI 

10281* 
WOLL,     H 

10485 
W0LL6ENS.  P 

10180 
WONG .  KP 

10061* 
WOOD.  JO 

09950* 
WOOD,  PO 

10050* 
WOOOBURV.  JF 

10807* 
WOODRUFF,  AW 

10865 
WOODS.  JS 

10047* 
WOODS.  KR 

10693* 
MOOLSTON.  ST 

10439* 
WORMAN.  S 

10121* 
WOSORNU,  JL 

10317 
■OSTMANN,  BS 

10109 
WREFORD,  NGM 

099S1* 
WRIG6LESW0RTH.  JM 

10126* 

■RIGHT.  R 

10587* 


WUNSCH,  E 
09993* 

XIMENES  NETO,  M 
10761 

YAJIMA,  Y 

10  867 
YAMAGUCHI,  T 

09948* 
YAMAKAWA.  T 

10438* 
YANAGITA,  K 

10466 
YANG.  CP 

10691* 
.  YAU.  WMW 

09914* 
YING,  CS 

10699 
YOKOYAMA.  T 

10694* 
YOSHIDA,  T 

10109 
YOSHIKAWA.  K 

10614 
YOSHIO.  T 

10466 

ZABROOIN,  ON 

10243 
ZACHO,  A 

10204* 
ZAJAC,  S 

10175 
ZALOGA.  KI 

10234 
ZAMCHECK,  N 

10405* 
ZAMFIR.  V 

10815* 
ZAMFIRESCU,  NR 

10756 
ZAUNBAUER,  W 

10818* 
ZEEGEN,  R 

10668 
ZEHENDER.  O 

10653 
ZELENIN,  AV 

10205 
ZENEROLI ,  ML 

10744 
ZHURKIN.  AT 

10  821 
ZIETKOWSKA,  C 

10860 
ZIETKOWSKI,  B 

10860 
ZIKOV.  I  A 

10371 
ZILVERSMIT.  oa 

10093 
ZIMMERMANN,  G 

10041*  10062*  10511* 
ZITA.  G 

10222 
ZIVANOVIC,  M 

10236 
ZLATARSKI,  G 

09956* 
ZNUKOVSKI,  IM 

10356 
ZONTEK,  F 

10368 
ZORNOZA.  G 

10606 
ZUBOVSKI,  GA 

10621 
ZUBOWSKI .  A 
10299 


SUBJECT  INDEX 

NUMBERS  FOLLOWED  BY  AN  ASTERISK  {*)  REFER  TO  ABSTRACTS  IN  THE  TEXT.   OTHER  NUMBERS  REFER  TO  CITATIONS  ONLY. 


ABDOMEN  ANOI- P 

SEE   MESENTtHi  VASCUIAP  DISi-ASES 
ABDOMEN  ANGIOOBAPHY 

09909   1062U 
ABDOMEN  DIAGNOSIS 

10608 
ABDOMEN  DIAGNOSIS, ACUTE 

lOliSl 
ABDOMEN  ETIOLOGY. ACUTE 

10662 
ABDOMEN  INFECTIONS 

SEE   PERITONITIS 
ABDOMEN  PARACENTESIS 

SEE   ABDOMEN  DIAGNOSIS 
ABDOMEN  HADIOLOGK 

SEE   ABDOMEN  DIAGNOSIS 
ABDOMEN  SURGEBY 

-   10851 


09932*  09939* 


10195*  103811 
ABDOMEN  TRAUMA 

10671* 
ABDOMEN, ACUTE 

10810*  10832 
ABSCESSES, LIVER 

106US   1065U   10656 
ABSORPTION  IN  CHILDREN 

09915* 
ABSORPTION  STUDY  TECHNIQUES 

09921* 
ABSORPTION. AGE  EFFECTS  ON 

09922*  09930* 
ABSORPTION. ALCOHOL 

09926* 
ABSORPTION. AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 

09922*  09931*  09939*  0991lO*  10015*  lOUOl* 
ABSORPTION, BILE  ACID 

10807* 
ABSORPTION. BILE  SALT 

09912*  09919* 
ABSORPTION. CALCIUM 

09916*  09916*  0993U*  lOlilU*  10576* 
ABSORPTION. CARBOHYDRATE  „„»„.. 

09910*  09915*  09917*  09922*  0992U*  09931* 
iBflOPPTION  DRUQ 

09925*  09926*  09927*  09936*  10022*  106U8 
ABSORPTION. DRUG  EFFECTS  ON 

09913*  09927*  099U0*  10U03* 
ABSORPTION. FAT 

09929* 
ABSORPTION, FATTY  ACID 

108S8* 
ABSORPTION. FOLIC  ACID 

10U03* 
ABSORPTION. FRUCTOSE 

09913*  099111* 
ABSORPTION. GALACTOSE 

10U13* 
ABSORPTION. GASTROINTESTINAL 

09927* 
ABSORPTION, GLUCOSE 

09913*  099111*  101*13* 
ABSORPTION. HORMONAL  CONTROL  OF 

09916*  09931* 
ABSORPTION. IRON 

09935*  09938* 
ABSORPTION, LACTOSE 

10398*  IOI1O7*  10503* 
ABSORPTION, LARGE  INTESTINE 

09921*  0992U* 
ABSORPTION. LIPID 

10133* 
ABSORPTION. MANGANESE 

09938* 
ABSORPTION. PROTEIN 

09937* 
"'°099li*';9ri^*  J99lf."09919*  09920*  09921*  09923*  09926* 

09929*  09932*  09938*  09939*  10365 
ABSORPTION. SODIUM 

09920*  09923*  0993U* 
ABSORPTION. STOMACH 

09926* 
ABSORPTION, TOXIC  EFFECTS  ON 

09936*  09937* 
ABSORPTION. VITAMIN  B12 

09930*  103U6   10U03*  lOUOS* 
ABSORPTION. WATER 

09911*  09920*  099311* 
ABSORPTION, XYLOSE 

0993U* 
ACHALASIA 

IOI7I1   102111 
ACHLORHYDRIA 

10261 


ACID  SECRETION, STOMACH  „„<,„,,. 

09967*  09968»  09969*  09970*  09973*  099n» 
09977*  09978*  09979*  09981*  09983*  09986* 
09991*  09993*  09991l»  09997  09998  10167* 
lolll  10269*  10271*  10273*  10278*  10283* 
10328  10335* 
ACIDOSIS  __   ,^„,, 

10006*  10062*  10158*  10753 
ACUTE  ABDOMEN 

10810*  10632 
ACUTE  ABDOMEN  DIAGNOSIS 

lOllSl 
ACUTE  ABDOMEN  ETIOLOGY 

10862 
ACUTE  HEPATITIS 

10692* 
ACUTE  PANCREATITIS  ,„,,-   ,«ei.. 

10531*  10532*  10533*  10539  1051i7  lOSli* 
ADHESIONS 
10337* 
ADHESIVES, TISSUE 
10202*  10590* 
ADRENAL  GLANDS 

09905   10096   10287   10510* 
ADRENERGIC  AGENTS  ,„,,,^ 

0991i9*  09955*  09959*  lOOOU*  103UU* 
ADRENERGIC  BLOCKING  AGENTS 

099  h.9* 
AFFERENT  LOOP  SYNDROME, GASTRECTOMY-IIIDUOD 

102611* 
AFLATOXIN 
SEE  ALSO   LIVER  CABCIHOQENESIS 

100118*  10088   10651 
AGE  EFFECTS  ON  ABSORPTION 

09922*  09930* 
AGE  EFFECTS  ON  GASTROINTESTINAL  TRACT 

10112* 
AGE  EFFECTS  ON  PANCREAS 

10000* 
AGE  EFFECTS  ON  SMALL  INTESTINE 
lOlOU*  10106   10122*  10399* 
AGE  FACTORS 

10185   10517   1061l9 
AGE  FACTORS  IN  APPENDICITIS 

10H61 
AGE  FACTORS  IN  CANCER 

102011* 
AGE  FACTORS  IN  PEPTIC  ULCERS 

10295 
ALBUMIN 
SEE  ALSO   LIVER 
lOOliO*  10536* 
ALCOHOL 
SEE  ALSO   FATTY  LIVER 
SEE  ALSO   PANCREATITIS 
10665   10672*  10838 
ALCOHOL  ABSORPTION 

09926* 
ALCOHOL  EFFECTS  ON  LIVER        ,„„,,«  i«oei» 
10027*  10038*  100U2*  100U3*  lOOU*  lOOSl* 
10583*  10633  10635   10673*  10675*  10738* 
ALCOHOL  EFFECTS  ON  PANCREAS 

10513* 
ALCOHOL  IN  CIRRHOSIS 

10U26*  10513*  1056U*  10737* 
ALCOHOL  METABOLISM 

09972* 
ALCOHOLIC  PANCREATITIS 

10535*  10538* 
ALKALINE  PHOSPHATASE 

098911*  10110   10122*  10217 
ALKALOSIS 

10062*  IO8I1I1 
ALLERGIES 
SEE  ALSO   IMMUNOLOGY 
10605 
AMEBIASIS 

IO86I1   10670 
AMEBIASIS  DIAGNOSIS 

10656*  10866 
AMEfllASIS  TREATMENT 

10856* 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION   ,„„,_■,..„,, 
09922*  09931*  09939*  099UO*  10015*  lOUOl* 
AMINO  ACID  METABOLISM, LIVER 

10019*  100U6*  1001l7*  10080 
AMINO  ACIDS 

10007*  10109 
AMMONIA  EXCRETION, LIVER 

10553*  10701 
AMPULLA  OF  VATER 

10338*  10796  10801 


09975* 
09988* 
10198* 
10317 


0997«» 
09989* 
1021»li 
103211 


10072* 
10806* 


1007«* 
10838 


AMYLASE  SECKETIOH, PANCREAS 

09999*  10000* 
AMYLASE, SEBUM 

10003»  10137*  10S33»  10536* 
AMYLOIDOSIS 

101iS3   1081U*  10822   108U6 
AMASTOMOSIS 

10116*  10267*  10373   10391*  lOUUll 
ANEMIA 
SEE  ALSO   LIVES  DISEASES 
SEE  ALSO   VITAMIN  B12 
10389* 
ANEMIA, APLASTIC 

10706 
ANEMIA. HEMOLYTIC 

10123*  10623   107211 
ANEMIA, ISON-DEFICIENCY 

10198*  108112 
ANEMIA, PERNICIOUS 

10609* 
ANESTHESIA 

09997  10331*  107711 
ANESTHETICS  IN  LIVER  INJURIES 

09898 
ANQINA, ABDOMEN 

SEE   MESENTERY  VASCULAR  DISEASES 
ANQIOpRAPHY 

10358 
AMQIOORAPHY  IN  CANCER  DIAGNOSIS 

10135*  10S21i 
AHOIOORAPHY, ABDOMEN 

09909   1062U 
ANQIOGRAPHY.OASIHOINIESTINAL 

10135* 
ANQIOQHAPHY,LAHQE  INTESTINE 

lOUliS 
ANQIOGKAPHY, LIVER 

09907  10135*  10577*  10607  106SO  10726* 
ANOIOGRAPHY, MESENTERY 

10127   101U7   10150   10333*  10386   10550   10570*  10618* 
ANGIOGRAPHY, PANCREAS 

10S2U   10525 
ANICTERIC  HEPATITIS 

106811*  10695* 
ANOMALIES, BILIARY  TRACT 

10581* 
ANOMALIES, CONGENITAL 

10156*  10197*  10366   10U22   101(77   10618   1071l5   10850 
ANOMALIES, ESOPHAQUS 

10187   10850 
ANOMALIES, GALLBLADDER 

10756*  10798 
ANOMALIES, LARGE  INTESTINE 

101i97 
ANOMALIES, PANCREAS 

10511*   10515 
ANOMALIES, SMALL  INTESTINE 

10350   10360 
ANOMALIES, STOMACH 

10233 
ANORECTAL  SURGERY 

10U32*  10)i35*  101i39*  lOliUO*  lOliUl*  10US6 
ANOREXIA 

101211* 
ANTACIDS 

09966*  10313 
ANTIBIOTICS 

0991lO«  lOOJli*  10059*  10065*  10112*  10553* 
AMTIBIOTIOS  IN  MALABSORPTION  TREATMENT 

lOllll*  IOI1O6* 
ANTIBODY, GASTRIC  PARIETAL-CELL 

10200*  10220 
ANTIBODY, INTRINSIC  FACTOR 

10200*  10220 
ANTICHOLINERQIC  AGENTS 

09927*  09935*  09955*  09990*  10279* 
ANTIEMETICS 

SEE   VOMITING 
ANTIMETABOLITES 

10016* 
ANTISECRETORY  AGENTS 

10279* 
ANTRECTOMY 

0997U*  10196*  102U7   10269*  10263* 
ANTRUM, PYLORIC 

09957*  09961*  09990*  10215 
ANUS  DIAGNOSIS 

10lLb3* 
AND3  DISEASES 

10ll33*  10U35*  IOU83 
ANUS  FISSURES 

10U9U 
ANUS  INJURIES 
10bU2* 


ANUS  RADIOLOGY 

SEE   ANUS  DIAGNOSIS 
ANUS  SPHINCTER 

101;!i2*    IOUI13* 
ANUS    SURGERY 

IOI1I12*    101l9U 
ANUS    TREATMENT 

IOI183 
APLASTIC    ANEMIA 

IO7O8 
APPENDICITIS 

10171 
APPENDICITIS  DIAGNOSIS 

101*51 
APPENDICITIS, AGE  FACTORS  IN 

10U61 
APPENDIX 

10U77 
APPETITE 

1012U* 
ASCITES 
SEE  ALSO   CIRRHOSIS 

10673*  10675* 
ASCITES  IN  CIRRHOSIS 

10733*  10752 
ATRESIA. BILIARY  TRACT 

10662   10803 
ATRESIA, ESOPHAGUS 

10163*  1016U*  10183 
ATROPHIC  GASTRITIS 

10200*  10203*  10256 
ATROPINE 

09935*  09950*  09969*  10006*  10280» 
AUTONOMIC  NERVOUS  SYSTEM 

1017U   10210 

BACTERIA 

1001(6*  10567*  106Ij5  10653  10627  IO631 
BACTERIAL  TOXINS 

09936*  10611*  106U1 
BALANCE  STUDIES, METABOLIC 

10730* 
BENIGN  ESOPHAGUS  NEOPLASMS 

10176 
BENIGN  GALLBLADDER  NEOPLASMS 

10800 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

10U57   10U76 
BENIGN  LIVER  NEOPLASMS 

10602 
BENIGN  PANCREAS  NEOPLASMS 

10527 
BENIGN  STOMACH  NEOPLASMS 

10215   10216 
BEZOARS 

1081(9 
BICARBONATE 

099U1  0998li»  10103*  10275* 
BICARBONATE  SECRETION, PANCREAS 

10007* 
BILE 

10651 
BILE  ACID  ABSORPTION 

10607* 
BILE  ACID  METABOLISM 

10765* 
BILE  ACISS 

09911*  10052*  10762*  10769* 
BILE  ANALYSIS 

10071*  1009U 
BILE  COMPOSITION 

10020*  10026*  lOOllU*  100lt5*  lOOSO*  10077*  IOO9I1   10098 

10120*  10560*  10762*  10767*  10769* 
BILE  DUCT, COMMON 

10067*  10759* 
BILE  EXORETION 

09912*  10607* 
BILE  PERITONITIS 

10775 
BILE  PIGMENTS 
SEE   BILIRUBIN 
SEE   CHOLESTASIS 
BILE  PIGMENTS, SERUM 

10073*  10612  10613  10617 
BILE  SALT  ABSORPTION 

09912*  09919* 
BILE  SALT  METABOLISM 

10020*  10120*  10586* 
BILE  SALTS 

10030*  10035*  10077*  10079 
BILE  SECRETION 

09896*  10026*  1003lt*  100^7*  lOOkk*  1006k*  10068   10120* 
BILIARY  CIRRHOSIS 

10576*  10736*  10739* 


BILIARY  DISEASES 

106S5 
BILIARY  ILEUS 

10793 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
BILIARY  TRACT  AH0MALIE3 

10S61* 
BILIARY  TRACT  ATRESIA 

10662   10803 
BILIARY  TRACT  BIOCHEMISTRY 

10030* 
BILIARY  TRACT  CANCER 

10772*  10813* 
BILIARY  TRACT  CYSTS 

10581* 
BILIARY  TRACT  DIACINOSIS 

1013U* 
BILIARY  TRACT  DISEASES 
10759*  10781   10782 
BILIARY  TRACT  ENDOSCOPY 

101U5 
BILIARY  TRACT  IN  CHILDKEN 

10662   1077U   10803 
BILIARY  TRACT  MICROORGANISMS 

10766* 
BILIARY  TRACT  MORPHOLOGY 

10676*  10779 
BILIARY  TRACT  MOTILITY 

10758* 
BILIARY  TRACT  NEOPLASMS, MALIGNANT 

106U3  1076U*  10796 
BILIARY  TRACT  OBSTRUCTION 

10067*  10516   10576*  10772* 
BILIARY  TRACT  STRICTURE 

10787 
BILIARY  TRACT  SURGERY 

10211   10338*  105U9   106U9 
10781   10789   10792 


10766*  10770*  10772*  10773* 


1077U 
BILIRUBIN 

10071*  10097 


10617 


10612 
BILIRUBIN  METABOLISM 

10061*  10073* 
BIOCHEMICAL  DIAGNOSIS  OT  JAUNDICE 

lOlliU 
BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEASES 

10136* 
BIOCHEMICAL  DIAGNOSIS  OF  PANCREAS  DISEASES 

10518 
BIOCHEMISTRY, BILIARY  TRACT 

10030* 
BIOCHEMISTRY, LIVER 

10023*  10068*  1008U   10628 
BIOCHEMISTRY, PANCREAS 

10001* 
BIOCHEMISTRY. SMALL  INTESTINE 

10099*  10339* 
BIOCHEMISTRY, STOMACH 

09982*  0998U*  09985*  09987*  09995* 
BIOPOTENTIALS, GASTROINTESTINAL 

09932*  0991il   0991vli»  0<»9li7*  09950*  09955*  09957*  099«ll 
BIOPSY  III    CANCEH  DIAGNOSIS 

10250   10661 
BIOPSY, DUODENUM 

10367 
BIOPSY  LIVER 

10136*  lOlltO   10565*  10566*  10568*  10575*  10579*  10596 
BIOPSY, RECTUM 

101i3!t* 
BIOPSY, SMALL  INTESTINE 

101U2   10336*  10371t   lOUlO*  1081U*  10859* 
BIOPSY, STOMACH 

10250   10259   10316 
BLEEDING 

SEE   ESOPHAGUS  VARICES 
BLEEDING  DIAGNOSIS 

10536*  10818* 
BLEEDING  DIAGNOSIS, ENDOSCOPY  IN 

10151   10835 
BLEEDING  DIAGNOSIS, RADIOLOGY  IN 

10151   10358 
BLEEDING  PEPTIC  ULCERS 
10281*  10295   10306 
BLEEDING  TREATMENT 

10175   10605*  10606* 
BLEEDING, COOLING  TREATMENT  OF 

10268* 
BLEEDING, GASTROINTESTINAL 

10151   10161*  10251   10255   10260   10262 
10570*  10616   10667  .107311*  10806*  10616* 
10830   10835   108k8   10855 
BLEEDING, SURGICAL  TREATMENT  OF 
10179   10262   10266* 


10268*  101i75 
10817*  10828 


10529 


BLIND  LOOP-INDUCED  SECONDARY  MALABSORPTION 

lOllll* 
BLOCKING  AGENTS, ADRENEHQIO 

099U9* 
BLOOD  COAGULATION 

10306   101i79   10851 
BLOOD  COAGULATION  IN  CIRRHOSIS 

10729*  1075U 
BLOOD  GROUP  3ECHET0R  STATUS 

09987* 
BONE  DISEASES 

10393*  10561*  10597 
BONE  DISEASES, QASTRECTOMY-INDUCED 

10117* 
BUDD-CHIARI  SYNDROME 
10570* 


CALCIUM 

099611   099711*  10009* 
CALCIUM  ABSORPTION 

09916*  09918*  0993U*  lOUlU*  10576* 
CALCIUM  METABOLISM 

09918*  10117* 
CALCULI. LIVER 

10770*  10771*  10773* 
CALCULI. PANCREAS 

10508* 
CANCER 

10160   10382 
CANCER  DIAGNOSIS 

10205   10235   10370   10371   10Ull6 
CANCER  DIAGNOSIS, ANGIOGRAPHY  IN 

10135*  105211 
CANCER  DIAGNOSIS, BIOPSY  IN 

10250   10661 
CANOER  DIAGNOSIS, ENDOSCOPY  IN 

10232 
CANCER  DIAGNOSIS, LYMPHOGRAPHY  IN 

10ll93 
CANCER  EPIDEMIOLOGY 

10162*  10192   10229 
CANCER  ETIOLOGY 

10162*  1020U* 
CANCER  IMMUNOLOGY 

10221i   10225   10226 
CANCER  PATHOLOGY 

10615 
CANCER  SURGERY 

10178   10189   10231 
CANCER  SURVIVAL  RATES 

10:;27* 
CANCER  TREATMENT 

10190  10371 
CANCER  TREATMENT, RADIOTHERAPY  IN 

10191  10U30*  101lU7   10616* 
CANCER, AGE  FACTORS  IN 

102011* 
CANCER, BILIARY  TRACT 

10772*  10813* 
CANCER, DISEASES  ASSOCIATED  VnITH 

10555* 
CANCER, DUODENUM 

10369 
CANCER, ESOPHAGUS 

10162*  10176   10190 
CANCEH, GASTROINTESTINAL 

10813* 
CANCER, LARGE  INTESTINE 

10U56   10U79   10U86 
CANCER, LIVER 

10226   10U27*  10S6U*  10565*  10S71t* 

10661   10613* 
CANCEH, METASTATIC 

10217   10U27*  10565*  105711*  10626 
CANCER, RECTUM 

"    IOI16I   101i93 


10U86   10573*  10813* 


10US8   10555*  10573*  1083I1 


10U27*  10U37*  10l;39*  10U73  lOUei 


10191  10192 


10H78   10U80 
CANCEH, STOMACH 
lOllll   10176 
10229   10231 


10190   10192   10199* 
10232   10252   10259 
CARBOHYDRATE  ABSORPTION 

09910*  09915*  09917*  09922*  0992U* 
CARBOHYDRATE  METAB0LI.SM 

09915*  10731* 
CARBOHYDRATE  METABOLISM, LIVER 

10301 
CARCINOGENESIS, LIVER 

100 1;8* 
CARCINOGENS 

10037*  10162* 
CARCINOID  SYNDROME 
SEE   CARCINOIDS 
SEE   SEROTONIN 
CARCINOIDS 

10li89   10530   10601 


10623   10626   106U3 

1020U*  10205   10227 
09931*  09932*  09939* 


10729*  10756   10757 


10U23 


CARCINOMA 

107«6 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SXSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

lOlSl   103131*  101182   10581i»  10659 
CATHARTICS 

SEE   LAXATIVES 
CELIAC  DISEASE 

10336*  lOliOU*  lOllOfl*  lOlill*  101(17 
CELLULAR  INFILTRATION 

10336* 
CENTRAL  NERVOUS  SYSTEM 

1012U*  10639   10731»» 
CHEMICAL  TOXINS 
SEE   TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
SEE   TOXIC  EFFECTS  ON  LARGE  INTESTINE 
SEE   TOXIC  EFFECTS  ON  LIVER 
SEE   TOXIC  EFFECTS  ON  PANCREAS 
SEE   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE   TOXIC  EFFECTS  ON  STOMACH 
CHILDREN, ABSORPTION  IN 

09915* 
CHILDREN, BILIARY  TRACT  IN 

10662   107711   10803 
CHILDREN, CIRRHOSIS  IN 

10732*  107U0 
CHILDREN, DIARRHEA  IN 
SEE   CELIAC  DISEASE 
CHILDREN, ESOPHAGUS  IN 

10163*  1016U* 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

10198*  1031tO»  108511 
CHILDREN, JAUNDICE  IN 

10559* 
CHILDREN, LARGE  INTESTINE  IN 

10115*  IOU6I1 
CHILDREN, LIVER  IN 

105Sll*  10567*  10585* 
CHILDREN, MALABSORPTION  IN 

10257   10U2S 
CHILDREN, PANCREAS  IN 

101511 
CHILDREN, PERITONITIS  IN 

1036U 
CHILDREN, PORTAL  HYPERTKNSION  IN 

10169   1055U*  10632   106U0 
CHILDREN, RECTUM  IN 

10)i87 
CHILDREN, SALIVARY  GLANDS  IN 

10615* 
CHILDREN, SMALL  INTESTINE  IN 

10115*  IO3I13*  10360   10368   10ll02# 
CHILDPEN, STOMACH  IN 

10213 
CHOLANGIOGRAPHY 

10152  10155   10669   10759*  10779 
CHOLANGITIS 

10Sll5   10558*  10761J*  10768*  10781   1079U 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 

10760*  10761*  10778 
CHOLECYSTITIS 

lOSltS   10758*  10768*  10775 
CHOLECYSTITIS  DIAGNOSIS 

10776   10802 
CHOLECYSTITIS  TREATMENT 

10785 
CHOLECYSTOGRAPHY 

10153  10758*  10795   10799   10800 
CHOLECYSTOKININ 

099U11*  09968*  09983*  IOOO7* 
CHOLEDOOHOLITHIASIS 

10761*  10763*  10766*  10771* 
CHOLELITHIASIS 

10228   10369   10558*  10560*  10758*  10760*  10762*  10767* 

10768*  10770*  10790   10793 
CHOLELITHIASIS  DIAGNOSIS 

10788 
CHOLELITHIASIS  EPIDEMIOLOGY 

10760*  10765*  10773* 
CHOLELITHIASIS  ETIOLOGY 

10676*  10765* 
CHOLELITHIASIS  PATHOLOGY 

10788 
CHOLELITHIASIS  TREATMENT 

10762*  10769* 
CHOLELITHIASIS, DISEASES  ASSOCIATED  WITH 

10766* 
CHOLERA 

10766*  10811*  106U5 
CHOLERETIC  AGENTS 

1003ll* 


10789   10791   10802 


10780   10797   10799 


CHOLESTASIS 

10036*  10538*  10559*  10571*  10581i*  10655 
CHOLESTEROL 
SEE  ALSO   LIVER  METABOLISM 
10035*  10767* 
CHOLESTEPOL  METABOLISM 
10086   10129   10130 
CHOLESTEROL  METABOLISM, LIVER 

09912*  10020*  lOOUS*  10060*  10093 
CHOLESTEROL. SERUM 

10050* 
CHOLINERGIC  AGENTS 

099U9*  lOOOli*  10270* 
CHRONIC  HEPATITIS 

09891i«  10696*  1071U*  10716*  10717*  10718   10719   10720 
10721   10723   107211 
CHRONIC  PANCREATITIS 

10508*  lOSlll   1051(2  >' 

CIRCADIAN  RHYTHM 

09929*  0995I1*  10017* 
CIRCULATION  IN  PANCREATITIS 

1051(3 
CIRCULATION, GALLBLADDER 

10118* 
CIRCULATION. LIVER 

09907   10018*  10026*  10676 
CIRCULATION, LYMPH 

09933* 
CIRCULATION, MESENTERY 

10331* 
CIRCULATION. PANCREAS 

10010*  10511* 
CIRCULATION, PORTAL 

09909   10502*  10552* 
CIRCULATION, SMALL  INTESTINE 

09923*  09928* 
CIRCULATION. STOMACH 

09973*  10207 
CIRRHOSIS 
SEE  ALSO   ASCITES 
SEE  ALSO   ESOPHAGUS  VARICES 
SEE  ALSO   LIVER  COMA 
SEE  ALSO   PORTAL  HYPERTENSION 

10560*  105611*  10563*  10717*  10727*  10738*  1071(8   107U9 
10751 
CIRRHOSIS  COMPLICATIONS 

10562*  10580*  10726*  10726*  10733*  1071(3   10755 
CIRRHOSIS  DIAGNOSIS 

10153   10563* 
CIRRHOSIS  EPIDEMIOLOGY 

10737* 
CIRRHOSIS  ETIOLOGY 

1001(8*  10732* 
CIRRHOSIS  IMMUNOLOGY 

10569*  10S81(»  10567*  10685*  IO667*  10686*  10715*  10719 
10735*  10736*  1071(7 
CIRRHOSIS  IN  CHILDREN 

10732*  1071(0 
CIRRHOSIS  PATHOLOGY 

10071(*  107U2   10750 
CIRRHOSIS  TREATMENT 

IOS69*  10715*  10725*  10730*  10731(*  10752  10755  10756 
CIRRHOSIS. ALCOHOL  IN 

101(26*  10513*  1058U*  10737* 
CIRRHOSIS. ASCITES  IN 

10733*  10752 
CIRRHOSIS. BILIARY 

10576*  10736*  10739* 
CIRRHOSIS, BLOOD  COAGULATION  IN 

10729*  1075U 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

10722   10739*  1071(0 
CIRRHOSIS, EXPERIMENTAL 

10071(* 
CIRRHOSIS, METABOLIC  CHANGES  IN 

10026*  10575*  10731*  10732*  10733*  107U1  1071(U  107U6 
1071(8  10753  10757 
COLITIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


ENTERITIS 
GASTROENTERITIS 
REGIONAL  ENTERITIS 

10387*  101(5U   101(62   10U63 
COLITIS  DIAGNOSIS 

101(1(6 
COLITIS  DIAGNOSIS, ULCERATIVE 

101(31(*  10500* 
COLITIS  EPIDEMIOLOOY. ULCERATIVE 

101(99*  10503* 
COLITIS  EPIDENIOLOGY, ULCERATIVE 

101(99* 
COLITIS  IMMUNOLOGY, ULCERATIVE 

10392*  10505   10587* 
COLITIS  SURGERY, ULCERATIVE 

1031(5*  101(39»  10502*  lOSOk* 


101(91   10U92   10U95 


10U3S*  10l»99»  10S01»  IOS06  10507 


10)498 


10591*  10628   10652   10716* 


10U22  101(77  I06I6  1071iS  10850 


10090  lOlOU*  103US*  10387* 
10852 

10390*  103911   10396   10397 
lOSOll* 


10U67   10ll99*  10500* 


COLITIS  TREATMENT, ULCEKATIVE 

10502* 
0OLITI3,QBANULOMATOU3 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS, ULCERATIVE 

09925*  10291   10336 
COLON 

101i90 
COLON, CROHNS  DISEASE  OF 

10393*  10Ull9  10U50  10U67  10li99*  10500* 
COLON, IRRITABLE 

10li31*  101l62   10U7U 
COLOSTOMY 

101i38*  10UU2*  10U96 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

101i26*  10582*  10588*  10589* 
COMMON  BILE  DUCT 
10067*  10759* 
COMPUTERS  IN  DIAGNOSIS 

10832 
OONQENITAL  ANOMALIES 

10158*  10197*  10368 
CONSTIPATION 

101tU3*  10li97 
CONTRAST  MEDIA 

10577* 
COOLINQ  TREATMENT  OF  BLEEDINO 

10268* 
CORTICOSTEROIDS 

09930*  10025*  10029*  10033* 
10510*  10576*  10673*  107UU 
CROHNS  DISEASE 

10336*  10387*  10388*  10389* 
10li32*  10ll33*  lOliSli*  10U35* 
CROHNS  DISEASE  OF  COLON 

10393*  10UU9   10U50 
CUSHINQ3  SYNDROME 

09979* 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, BILIARY  TRACT 

10581* 
CYSTS, GASTROINTESTINAL 

10826 
CYSTS, LIVER 

10607   10620   10638 
CYSTS, PANCREAS 

10512*  10528   1053U* 
CYSTS, RECTUM 

10U95 
CYTOLOQIOAL  DIAGNOSIS 

10565* 
CYTOLOGY, EXFOLIATIVE 
10199*  10205   10206 

DIABETES  MELLITUS  ,     ..,,, 

09931*  09965   10201*  10261t   10513*  lOSUl 
DIAPHRAGM 

SEE   HIATUS  HERNIA 
DIAPHRAGM  RUPTURE 

10650 

"*10U09*  10U12*  10717.  lOaoU*  10807*  10827   IO8US   10857* 

10869 
DIARRHEA  IN  CHILDREN 
SEE   CELIAC  DISEASE 
DIARRHEA  TREATMENT 

1080l(* 
DIETARY  DEFICIENCIES 

10053*  10116*  10737* 
DIETARY  DEFICIENCIES  IN  LIVER  INJURIES 

10610 
DIETARY  DEFICIENCIES  IN  MALABSORPTION 

10U21 

°"S9910**M9;i*  09983*  09999*  10017*  10051*  lOOSH*  lOOn* 

?0122*  ?0123.  10130   lOm   10229   10399*  10U02*  10676* 
DIETARY  MALABSORPTION  TREATMENT 

lOltlll* 
DIETETIC  THERAPY 

10129   lOUll* 
DIGESTION 

SEE   BILE 
DISACCHASIDASF  DEFICIENCY 

lOUlO* 
DISACCHARIDASES. SMALL  INTESTINE        ,„,,,. 

09910*  10122*  10399*  101*03*  IOUO8*  10lil2* 
DISEASES  ASSOCIATED  WITH  CANCER 

10555* 
DISEASES  ASSOCIATED  HIIH  CHOLELITHIASIS 

10766* 


10771* 


DISEASES  ASSOCIATED  HITH  CIBBHCSIS 

10722  10739*  107U0 
DISEASES  ASSOCIATED  «ITH  GASTRITIS 

10209 
DISEASES  ASSOCIATED  VIITH  GASTROINTESTINAL  TRACT 

IO8I9   10820 
DISEASES  ASSOCIATED  WITH  HBPATITI3 

DISEASES  ASSOCIATED  WITH  LARGE  INTESTINE 

10393* 
DISEASES  ASSOCIATED  WITH  LIVER 

105611*  10609   10627  10639   IO6UU   IO66O 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

101l22   10l;2U   10782   lOSlll* 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

10857* 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

10228   10298 
DISEASES  ASSOCIATED  WITH  SMALL  INTSSTIHI 

lOlilO* 
DISEASES  ASSOCIATED  WITH  STOMACH 

10201*  10208 
DISEASES  ASSOCIATED  WITH  ULCERS 

10287 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

10686*  10687*  10713 
DISORDERS, STOMACH  SECRETION 

10250 
DIVERTICULA, DUODENUM 

10356 
DIVERTICULA. ESOPHAGUS 

10106 
DIVERTICULA, LARGE  INTESTINE 

101i31*  10U69   10U7S  10U98 
DIVERTICULA, STOMACH 

10218   IO2I1S 
DIVERTICULITIS  TREATMENT 

10U60 
DIVERTICULITIS, LARGE  INTESTINE 

10U36*  10U60 
DIVERTICULITIS, SMALL  INTESTINE 

10356 
DIVERTICULUM, MECKELS 

10332*  103U6  103U7  10351  10352  103511 
DIVERTICULUM, ZENKERS 

10177 
DRUG  ABSORPTION  ,  „«^o^  -i  nxi  » 

09925*  09926*  09927*  09936*  10022*  IO6U8 
DRUG  EFFECTS  ON  ABSORPTION 

09913*  09927*  099l»0*  IOI1O3* 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

1O830 
DRUG  EFFECTS  ON  LARGE  INTESTINE 

10UU6   10U91 
'"'"?0o"r"o33*"oo3U*  100.3*  10050*  10O51*  10065*  10070* 

10721 
DRUG  EFFECTS  ON  MOTILITY 

0991i2*  09955*  09956*  09961* 
DRUG  EFFECTS  ON  PANCREAS 

loooa*  10005*  loooB*  10013* 

DRUG  EFFECTS  ON  SMALL  INTESTINE 

0990I1   09960*  10379 
DRUG  EFFECTS  ON  STOMACH         ,„,,„ 

099U8*  102U3   10266*  10280*  10312 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

099911*  09997 
DHUG  METABOLISM 

looou*  1061(8    loeuii 

DRUG  METABOLISM, LIVER 

1003U*  10037*  10055*  10065* 
DRUG  TREATMENT  OF  ESOPHAGUS 

DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

10839 
DRUG  TREATMENT  OF  LARGE  INTESTINE 

09956*  10U70 
DRUG  TREATMENT  OF  LIVER 

10588*  10717*  10727* 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

10292   10313   1031U 
DRUG  TREATMENT  OF  ULCERS 

10276*  10277* 
DRUG-INDUCED  LIVER  INJURIES 

10672*  1067U* 
DRUG-INDUCED  PANCREATITIS 

10537* 
DRUG-INDUCED  ULCERS 

10266*  10270*  10278*  10279* 
DUBIN-JOHNSON  SYNDROME 

1061U   10622 


D0CT3, PANCREAS 

10S22 
BUMPING  SYNDROME, GASTBECTOMY-INDOOED 

10210   1028U* 
DUODENUM  BlOPSli 

10367 
DUODENUM  CANCER 

10369 
DUODENUM  DIAGNOSIS 

10330» 
DUODENUM  DIVERTICULA 

103S6 
DUODENUM  ENDOSCOPY 

1013U* 
DUODENUM  FISTULAS 

10509* 
DUODENUM  MOTILITY 

099ii6*  099U7*  099S2*  099S7*  09962   103U<» 
DUODENUM  NEOPLASMS, MALIGNANT 

10371 
DUODENUM  RADIOLOGY 

10330*  10798 
DUODENUM  RUPTURE 

10357 
DUODENUM  SECRETION 

10107 
DUODENUM  SURGERY 

10395 
DUODENUM  ULCERS 

09993*  10267*  10270*  10271*  1027U*  10275*  10276*  10277* 

10282*  10283*  10285*  10287   10290   10293   10299   10300 

10303   10310   10318   10325   10326   10531*  10817* 
DYSENTERY 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SHIGELLOSIS 
SEE  ALSO   TYPHOID  FEVER 

10821   10827   1086U 
DYSENTERY  EPIDEMIOLOGY 

10621 
DYSENTERY  IMMUNOLOGY 

10831 
DYSENTERY  PATHOLOGY 

loeiti 

DYSENTERY  TREATMENT 

10831 
DYSPHAGIA 

10166*  10177   10182 

ECHOGRAPHY 

10128   10509*  10521   1053U* 
ELECTROLYTE  EXCRETION 

10101*  1031l5*  1050U* 
ELECTROLYTE  EXCRETION, KIDNEY 

10103* 
ELECTROLYTE  METABOLISM 

107U1 
ELECTROLYTE  METABOLISM  IN  GASTROINTESTINAL  TRACT 

10833 
ELECTROLYTE  SECRETION 

10121* 
ELECTROLYTE  SECRETION, STOMACH 

09976* 
ELECTROLYTES, SERUM 

101i26* 
ELECTRON  MICROSCOPY 

10125* 
ELECTROPHORESIS 

09985*  106611   10711l» 
EMBRYOLOGY 

09892*  10032*  10059*  10823 
EHESIS 

SEE   VOMITING 
ENCEPHALOPATHY, HEPATIC 

10161*  10553*  10637  10670  10675*  10692*  10725*  10727* 

10738*  107U3 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

lOlSl   10835 
ENDOSCOPY  IN  CANCER  DIAGNOSIS 

10232 
ENDOSCOPY, BILIARY  TRACT 

lOlliS 
ENDOSCOPY, DUODENUM 

lOlSli* 
ENDOSCOPY, ESOPHAGUS 

1019U 
ENDOSCOPY, GASTROINTESTINAL 

106U7 
ENDOSCOPY, PERITONEUM 

10153  10232   10563* 
ENDOSCOPY, STOMACH 

lOlUS   10199* 
ENTERITIS 
SEE  ALSO   COLITIS 
SEE  ALSO   GASTROENTERITIS 


PANCRKAS  SECRETION 
STOMACH  SECRETION 


ENTERITIS 
CONTINUED 
10330* 
5:NTERITIS, REGIONAL 

10391*  10392*  10395 
ENTEROCOLITIS 
SEE   COLITIS 
SEE   GASTROENTERITIS 
ENTEROPATHY, PROTEIN-LOSING 

10390*  1081i7 
ENZYME  SECRETION, PANCREAS 

loooa*  10012*  10013*  loom*  10339* 

ENZYrfE  TREATMENT  OF  GASTROINTESTINAL  TRACT 

10837 
ENZYMES 
SEE  ALSO 
SEE  ALSO 

lOSllS 
ENZYMES, LARGE  INTESTINE 

09906 
ENZYMES. LIVER 

10038*  10039*  100ll3*  10059*  10063*  10066*  10076*  10096 

lOlOli*  10596 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 

10066*  10067*  100711*  10085   10S7U*  10629   10630   10631 

10680*  10689*  10702   10811* 
ENZYMES. PANCREAS 

10000*  10006* 
ENZYMES. SALIVARY  GLAND 

10815* 
ENZYMES. SERUM 

101U3   1051l6 
ENZYMES. SMALL  INTESTINE 

09906   10099*  lOlOU*  10105*  10110   10111   10126* 
ENZYMES. STOMACH 

099811*  09995*  10203*  10223 
EPIDENIOLOOY, ULCERATIVE  COLITIS 

101199* 
EPINEPHRINE 

1002U*  10806* 
ESCHERICHIA  COLI 

10735*  10770* 
ESOPHAGUS 
SEE   ACHALASIA 
SEE   HERNIA 
SEE   HIATUS  HERNIA 
ESOPHAGUS  ANOMALIES 

10167   10850 
ESOPHAGUS  ATRESIA 

10163*  1016lt*  10183 
ESOPHAGUS  CANCER 

10162*  10178   10190   10191   10192 
ESOPHAGUS  DIAGNOSIS 

10170 
ESOPHAGUS  DISEASES 

10159* 
ESOPHAGUS  DIVERTICULA 

10186 
ESOPHAGUS  ENDOSCOPY 

1019U 
ESOPHAGUS  FISTULAS 

10183 
ESOPHAGUS  HISTOLOGY 

10167* 
ESOPHAGUS  IN  CHILDREN 

10163*  1016U* 
ESOPHAGUS  MOTILITY 

09965 
ESOPHAGUS  MUCOSA 

10166 
ESOPHAGUS  NEOPLASMS, BENIGN 

10176 
ESOPHAGUS  NEOPLASMS. MALIGNANT 

10189   10193 
ESOPHAGUS  PERFORATIONS 

10171 
ESOPHAGUS  RADIOLOGY 

10138*  10139  10168   10186   10187  1019U 
ESOPHAGUS  REFLUX 

09966*  10138*  10165*  10170  10173 
ESOPHAGUS  RUPTURE 

10172 
ESOPHAGUS  SPHINCTER 

09961* 
ESOPHAGUS  STRICTURE 

1016U*  10165*  10166*  10187 
ESOPHAGUS  SURGERY 

10158*  10159*  10163*  10l61i*  10173   10188   102U 
ESOPHAGUS  TRAUMA 

10171 
ESOPHAGUS  TREATMENT 

10172 


BSOPHAQUS  VARICES  .   ., 

10161*  1016U*  10169   10175   10179   10180   10570*  1073U* 

107511  108CS*  10863 
ESOPHAQUS.DBUG  TREATMENT  OF 

10839 
ESOPHAGUS, NERVOUS  CONTROL  OF 

09965 
ETHIONINE 

1005U* 
ETHNIC  FACTORS 

lOUOO*  10503* 
EXCRETION, BILE 

09912*  10807* 
EXCRETION, ELECTROLYTE- 

10101*  103U5*  1050U* 
EXCRETION, KIDNEY  ELECTfiOLYTE 

10103* 
EXCRETION, LIVER  AMMONIA 

10553*  10701 
EXFOLIATIVE  CVTOLOOY 

10199*  10205   10206 
EXPERIMENTAL  CIRRHOSIS 

IOO7I1* 
EXPERIMENTAL  HEPATITIS 

10057*  10075*  10662* 
EXPERIMENTAL  PANCREATITIS 

105U0 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

lOOUl* 
EXPERIMENTAL  ULCERS 

10266*  10260*  10297 

FAMILIAL  DISEASES 

10367   lOltOl*  IOI199*  IO8I16   10848 
FAT  ABSORPTION 

09929* 
FATS 
SEE   LIPID  ABSORPTION 
SEE   LIPIDS 

SEE   LIVEP  LIPID  METABOLISM 
SEE   MALABSORPTION 
FATTY  ACID  ABSORPTION 

10656* 
FATTY  ACIDS 

10112* 
FATTY  LI^EP 

098911*  100U2*  10051*  10072*  10560*  IOS6U*  10598   10635 
10659   10676* 
FECES 

10109   10133*  10^87   10709   10607* 
FIBROSIS 

IO38I   IO76I1*  10852 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FIBROSIS, LIVER 

10616   I07IU*  107U5   10661 
FISSURES, ANUS 

10U9U 
FISTULAS. DUODENUM 

10509* 
FISTULAS. ESOPHAGUS 

101B3 
FISTULAS, GALLBLADDER 

10761t 
FISTULAS, LARGE  INTESTINE 

10U36* 
FISTULAS. RECTUM 

10k35» 
FOLIC  ACID  ABSORPTION 

IOI1O3* 
FOLIC  ACID  IN  MALABSORPTION  TREATMENT 

10389* 
FREEZING  TREATMENT 

10679 
FRUCTOSE  ABSORPTION 
09913*  099II1* 

GALACTOSE  ABSORPTION 

101il3* 
GALLBLADDER 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
OALLBLADDEP  ANOMALIES 

10758*  10796 
GALLBLADDER  CIRCULATION 

10118* 
GALLBLADDER  DISEASES 

10716*  10778 
OALLBLADDEP  FISTULAS 

107811 
GALLBLADDER  MOTILITY 

10795 
GALLBLADDER  NEOPLASMS, BENIGN 

10800 


GALLBLADDER  NEOPLASMS. MALIQMANT 

10786 
GALLBLADDER  PERFORATION 

10775 
GALLBLADDER  RADIOLOGY 

10790 
GALLBLADDER  SURGERY 

10760   IO78I1 
GARDNERS  SYNDROME 

101*29*  10U52 
GAS 

10132 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

09927*  1031*9   10522 
GASTRECTOMY  COMPLICATION  TREATMENT 

1028U* 
GASTRECTOMY  COMPLICATIONS 

102I1I   10257   10787 
GASTRECTOMY  TECHNIQUES 

10212   10263 
GASTRECTOMY-INDUCED  AFFERENT  LOOP  SYNDROME 

102611* 
GASTRECTOMY-INDUCED  BONE  DISEASES 

10117* 
GASTRECTOMY-INDUCED  DUMPING  SYNDROME 

10210   IO28I1* 
GASTRECTOMY-INDUCED  MALABSORPTION 

lOlllU* 
GASTRECTOMY-INDUCED  METABOLIC  CHANGES 

10301 
GASTRECTOMY, CLINICAL  RESULTS  OF 

10212   10231   1023U   10272* 
GASTRIC  ANALYSIS  IN  STOMACH  DIAGNOSIS 

lOllil   10223 
GASTRIC  PARIETAL-CELL  ANTIBODY 

10200*  10220 
GASTRIN 

09961*  09969*  09981*  09989*  10256   10275*  10809* 
GASTRITIS 

10209   102U0   10255   10259   10289 
GASTRITIS, ATROPHIC 

10200*  10203*  10258 
GASTRITIS, DISEASES  ASSOCIATED  WITH 

10209 
QASTRODUODENAL  ULCERS 

10289   1029U   10320 
GASTROENTERITIS 
SEE  ALSO   COLITIS 
SEE  ALSO   ENTERITIS 
10636 
GASTROENTEROSTOMY 

10201*  10736* 
GASTROINTESTINAL  ABSORPTION 

09927* 
GASTROINTESTINAL  ANGIOGRAPHY 

10135* 
GASTROINTESTINAL  BIOPOTENTIALS 

09932*  099I1I  099UU*  099U7*  09950*  09955*  09957*  0996U 
GASTROINTESTINAL  BLEEDING  ,„„.._  ,„, -- 

10151   10161*  10251   10255   10260   10262   10268*  10U75 
10570*  10616   10667   10731l*  10806*  IO8I6*  10817*  10828 
10630   10835   IO8I18   10855 
GASTROINTESTINAL  CANCER 

10813* 
GASTROINTESTINAL  COMPLICATIONS 

10S2U   10825   1081i3 
GASTROINTESTINAL  CYSTS 

10826 
GASTROINTESTINAL  DIAGNOSIS 

10009*  10133* 
GASTROINTESTINAL  DISEASE  EPIDEMIOLOGY 

10238 
GASTROINTESTINAL  DISEASES 

1018S   10265   10819   10820 
GASTROINTESTINAL  ENDOSCOPY 

IO6I17 
GASTROINTESTINAL  IMMUNOLOGY 

10859* 
GASTROINTESTINAL  METABOLISM 

10113* 
GASTROINTESTINAL  MICROORGANISMS 

10112*  10123*  10738* 
GASTROINTESTINAL  MOTILITY 

09959* 
GASTROINTESTINAL  MUCOSA 

10626 
GASTROINTESTINAL  NEOPLASMS, MALIGNANT 

10U69   1083U 
GASTROINTESTINAL  POLYPS 

108U7 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 


10833   108U2   IO8SI1 


QASTR0INTE9TINA1  RAniOLOOY 
CONTINUED 

10381   1081A» 
OASTROINTKSTINAL  SUHQERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 
10110   10185   10195*  10373 
OASTSOINTESTINAL  TRACT 

10132 
OASTROINTESTINAL  TRACT  DEVELOPMENT 

10823 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

10193«  103Ii0h»  108SU 
GASTROINTESTINAL  TRACT. AGE  EFFECTS  ON 

10112* 
GASTROINTESTINAL  TRACT, DISEASES  ASSOCIATED  WITH 

10819   10820 
OASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

10830 
GASTROINTESTINAL  TRACT, DSUG  TREATMENT  OF 

10839 
GASTROINTESTINAL  TRACT, ELECTROLYTE  METABOLISM  IN 

10833 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

10837 
GASTROINTESTINAL  TRACT, HORMONAL  CONTROL  OF 

10100* 
OASTROINTESTINAL  TRACT, HORMONAL  TREATMENT  OF 

10278* 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

10156   10830 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 
10833 
GASTROINTESTINAL  ULCERS 

10821i 
OASTROINTESTINAL  WATER  METABOLISM 

10801i* 
OASTROSCOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 

102U2   102511   10256   10281*  1056U* 
GASTROSTOMY 

10355 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 
10200*  10501*  1055U* 
GIARDIASIS 

10859* 
GLUCAGON 

10001*  100211*  10101*  10107   103:i)i»  10731* 
GLUCOSE 

09970* 
GLUCOSE  ABSORPTION 

09913*  0991U*  101tl3* 
OLUCOSE  METABOLISM 

09913*  099111*  10051*  10119*  10519 
OLUCOSE  METABOLISM, LIVER 

1002U*  10063* 
GLYCOGEN  STORAGE  DISEASE 

10103* 
GLYCOGEN, LIVER 

09892*  10033* 
GLYCOPROTEINS 

09987* 
ONOTOBIOSIS 

09897   09972*  10109 
GRANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 


10112*  10113*  10123*  10670 


HAMARTOMA 

10620 
HEALING, WOUND 

10116*  10202*  101l28* 
HEMANGIOMA 

10233   10333*  10602 
HEMATEMESIS 

10238 
HEMATOMA 

10378   106U7 
HEMOBILIA 

10777 
HIMOOHOMATOSIS 

09992* 
HEMOCHROMATOSIS 

10575* 
HEMOGLOBIN  METABOLISM 

10536* 
HEMOLYTIC  ANEMIA 

10123*  10623   1072U 
HEMORRHAGIC  PANCREATITIS 

10531*  10532*  10535*  10538* 
HEPATECTOMY 
SEE  ALSO   LIVER  REGENERATION 

10025*  10031*  10595   10603 


10670   10675*  10692*  10725*  10727* 


10683*  1068U* 
10699   1070U 


10688* 
10705 


10690« 
10706 


10719   10720 


10658   10671*  10678 


HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 
10161*  10553*  10637 
10738*  1071l3 
HEPATIC  VEIN  THROMBOSIS 
SEE  ALSO   BUDD-CHIARI  SYNDROME 
10558*  10666 
HEPATITIS 
SEE   JAUNDICE 
SEE   LIVER 
SEE   LIVER  COMA 
HEPATITIS  COMPLICATIONS 

10717* 
HEPATITIS  COMPLICATIONS, VIRAL 

10708 
HEPATITIS  DIAGNOSIS 

10563* 
HEPATITIS  EPIDEMIOLOQY 

10707 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

10681*  10699   10711   10718 
HEPATITIS  ETIOLOGY, VIRAL 

1068U* 
HEPATITIS  IMMUNOLOGY 

10555*  10569*  10587*  1066U 
10691*  10693*  1069U*  10698 
10707   10710   10712   10715* 
HEPATITIS  IMMUNOLOGY, VIRAL 

10057*  105811*  10681*  10682*  10665*  10686*  10687*  10688» 
10689*  10696*  10711   10719 
HEPATITIS  PATHOLOGY 

10605 
HEPATITIS  PROPHYLAXIS, VIRAL 

10693*  10695*  10700 
HEPATITIS  TREATMENT 

10569*  10715*  10720 
HEPATITIS  TREATMENT, VIRAL 

10680* 
HEPATITIS, ACUTE 

10692* 
HEPATITIS, ANICTERIC 

10681t»  10695* 
HEPATITIS, CHRONIC 

098911*  10696*  1071U*  10716*  10717*  10718 
10721   10723   1072U 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

10690*  10722 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

10686*  10687*  10713 
HEPATITIS, EXPERIMENTAL 

10057*  10075*  10682* 
HEPATITIS, SERUM 

10685*  10689*  10693*  10695*  10697 
HEPATITIS, TOXIC 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
10633   10672*  1067U*  10675* 
HEPATITIS, VIRAL 

10701   10702   10703   10709 
HEPATOMA 

10573*  10577*  10583* 
HERNIA 

1021(5 
HERNIA, HIATUS 

10156*  10160*  10165*  10181 
HIATUS  HERNIA 

10158*  10160*  10165*  10181 
HIRSCHSPRUNGS  DISEASE 

10U39*  lOUllO*  lOilil*  10UU3*  10U61t 
HISTAMINE 

09967*  09973*  09975*  09976*  09981*  09983* 
09989*  09991*  09996   10010*  10269*  10308 
HODOKINS  DISEASE 

10566*  10579*  10621 
HORMONAL  CONTROL  OF  ABSORPTION 

09916*  09931* 
HORMONAL  CONTROL  OF  OASTROINTESTINAL  TRACT 

10100* 
HORMONAL  CONTROL  OF  LIVER 

10019*  IOO2I1*  10028*  10039*  10090   lOlOO* 
HORMONAL  CONTROL  OF  PANCREAS 

10100* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

09980*  09991*  10100*  10107 
HORMONAL  TREATMENT  OF  GASTROINTESTINAL  TRACT 

10278* 
HORMONE  METABOLISM 

1Q037*  10078*  10290   108U0 
HYPERGLYCEMIA 

10119* 
HYPERTENSION  IN  CHILDREN, PORTAL 

IOI69   lOSSll*  10632   106U0 
HYPERTENSION  PATHOLOGY, PORTAL 
10657 


10712 


10713 


lOlSli 
1018U 


I0U80 


09986* 
10317 


099S6* 
1033S* 


HYPERTENSION  SUfiQEBY. PORTAL  i n**A   10726» 

10553*  10562*  10570*  10580*  10616   1062U   10668   107Z6* 

10755   10772* 
HYPERTROPHY 

10221   10239 
HYPOOIYCEMIA 

10273*  10275* 
HYPOTHERMIA 
SEE  ALSO   COOLING  TREATMENT  OF  BLEEDINO 

10095   10237 
HYPOXIA 

10006* 

ICTERUS 

SEE   JAUNDICE 
ILEITIS 

10337*  103U8 
ILEITIS, REGIONAL 

09925* 
ILEOSTOMY 

1031i5*    101i96      1050U* 
ILEUM 

10337* 

^SEE^ALSO   LAROE  INTESTINE  OBSTRUCTION 
SEE  ALSO   SMALL  INTESTINE  OBSTRUCTION 

09956*  10332*  1033U*  10360   10361   10376   10380   10381 

103811   10U26* 
ILEUS, BILIARY 

10793 
ILEUS, MECONIUM 

10520 
ILIUM 

10120* 
IMMUNE  REACTIONS 

10057* 
IMMUNOGLOBULINS 

10068*  10593  1069?*  10695* 

""lS3e?*\o392.  10U17   10520   10586.  1072U   10739*  10812* 

"ToOUl!"o065ri033h*  10362   10511*  10569*  10691*  1069M 

10715*  1072U   10817*  10625   1081t3 
IHEARCTION  ...„,„ 

SEE  ALSO   CARDIOVASCULAR  SYSTeM 

101U3   10810* 
INFECTIONS, ABDOMEN 

SEE   PERITONITIS 
INFILTRATION, CELLULAR 

10336* 
INFLAMATION 

10336* 
INSTRUMENTS 

101U5   10578* 

^"^099211*  10098   10273*  10271l*  10326   10731* 
INTOLERANCE, MILK 

lOUOO*  101i09*  10U12*  101i25   10853 
INTOLERANCE, SUGAR 

IOI1I2*  10U20 
INTRINSIC  FACTOR 

09930*  lOliOS* 
INTRINSIC  FACTOR  ANTIBODY 

10200*  10220 
INTUSSUSCEPTION 

102U1   10332*  101155 
ION  TRANSPORT  ,„-,o^^ 

09932*  0993U*  09971*  10015*  10126* 
IRON  ABSORPTION 

09935*  09938* 
IRON  DEFICIENCY 

09938* 
IRON  METABOLISM, IIVER 

10070*  10083   10S7S*  10677   10728* 
IRON-DEFICIENCY  ANEMIA 

10198*  1081i2 
IRRITABLi;  COLON 

10U31*  10U62   10U7U   10U98 
TSCHEMIA 

09923*  10006*  103UU*  10386   101.63   101198 

JAUNDICE  

09891i*  10695*  10696*  10773* 
JAUNDICE  DIAGNOSIS 

1013U* 
JAUNDICE  DIAGNOSIS, SADIOLOGY  IN 

10669 

JAUNDICE  IN  CHILDREN 

10559* 
JAUNDICE  TREATMENT 

10559* 
JAUNDICE, BIOCHEMICAL  DIAGNOSIS  OF 

lOlftU 


JAUNDICE, NEONATAL 

10623 
JAUNDICE, OBSTRUCTIVE 

1061U   10777 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 

10366 

KERNICTERUS 

10617 
'^"10031.  10209  10515  1055U*  1061H  106UU  10655  1069U* 

lolll     io733*  imo  ions   107U9  10817*  10825  106U3 
KIDNEY  ELECTROLYTE  EXCRETION 

10103* 
KININS 

09956* 
KWASHIORKOR 

10653 

LACTASE 

10399* 
LACTASE  DEFICIENCY  _    .   ,..,, 

10398*  lOUOO*  10U07*  101t09»  10503*  10853 
LACTOSE  ABSORPTION 

10398*  10U07*  10503* 
LARGE  INTESTINE 
SEE   COLITIS 
SEE   DIARRHEA 
SEE   DYSENTERY 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
LAROE  INTESTINE  ABSORPTION 

09921*  0992U* 
LARGE  INTESTINE  ANGIOGRAPHY 

10U1>5 
LARGE  INTESTINE  ANOMALIES 

10U97 
LARGE  INTESTINE  CANCER 
10U58  10ll79  10U86 
LARGE  INTESTINE  DIAGNOSIS 

10387*  10U50  10U68 
LARGE  INTESTINE  DISEASE  ETIOLOGY 

10388*  10U31* 
LARGE  INTESTINE  DISEASES        ,„.,„^  -y^mc 
10U55   10U70   101i90   1060U*  10860*  10865 
LARGE  INTESTINE  DIVERTICULA 

10U31*  IOI169   10U75   101l98 
LARGE  INTESTINE  DIVERTICULITIS 

10U38*  10U60 
LARGE  INTESTINE  FNZYMES 

09906 
LARGE  INTESTINE  FISTULAS 

101i36« 
LAROE  INTESTINE  HISTOLOGY 

09959* 
LARGE  INTESTINE  IMMUNOLOGY 

10106* 
LARGE  INTESTINE  IN  CHILDREN 

10115*  IOI16U 
LARGE  INTESTINE  INJURIES 

10143 
LARGE  INTESTINE  MICROORGANISMS 

10115*  10125*  10553* 
LARGE  INTESTINE  MORPHOLOGY 

09903 
LARGE  INTESTINE  MOTILITY        „„a,,^  nooc<« 
099211*  099U2*  099U3*  099US*  09955*  09956* 
LARGE  INTESTINE  NEOPLASMS 

10870 
LARGE  INTESTINE  NEOPLASMS, BENIGN 

10U57   101l76 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 

10U27*  10U38*  101iU7  10UU8   10U73 
LARGE  INTESTINE  OBSTRUCTION 

099U3*  09956*  103U0*  103U1*  10U72 
LARGE  INTESTINE  PATHOLOGY 

10U3U*  10l;7U  10500* 
LARGE  INTESTINE  PERFORATION 

101»26*  10U36*  10U66   10506 
LARUE  INTESTINE  POLYPS 
10U29*  10U57   10U59 

"''?^ijfTo5:o*''i"3ririouu9  iou6u  10U92  10500*10502. 

LARGE  INTESTINE  SECRETION 

10106* 
LARGE  INTESTINE  STRICTURE 

10U68 
"''?^li2rioj28*'lor3r*  10U32*  10U6*  10.38.  lOUUU   10U50 

10^60   10U62   10U66   10U67   10U82   10U8H 
LARGE  INTESTINE  TRAUMA 

101(88 


LARQE  INTESTINE  TREATMENT 

101i31*  10U5U  aoli59   10U(S7 
LARQE  INTESTINE  ULTHASTKUCTURE 

09897 
LARQE  INTESTINE, DISEASES  ASSOCIATED  WITH 

10393* 
LARQE  INTESTINE, DHUQ  EFFECTS  ON 

10!iU6   10U91 
LAROE  INTESTINE. DRUa  TREATMENT  OF 

0995«*  10)i70 
LARQE  INTESTINE, TOXIC  EFFECTS  ON 

101i30»  10UU5 
LAXATIVES 

10UI16     ioii9i     loauit 

LEIOMYOMA 

10176   10216 
LEIOMYOSARCOMA 

10216 
LEUKEMIA 

10331;*  10691* 
LIPASE 

10079 
LIPASE  SECRETION. PANCREAS 

09999* 
LIPID  ABSORPTION 

10133* 
LIPID  METABOLISM, LIVER 

10028*  lOOUk*  100S5*  10092   10767* 
LIPIDS 

10S60* 
LIPIDS,PLASMA 

lOOil* 
LIPOMA 

10176 
LIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

10128 
LIVER  ABSCESSES 

1061iS   1065U   10656 
LIVER  AMINO  ACID  METABOLISM 

10019*  IOOI16*  1001i7*  10080 
LIVER  AMMONIA  EXCRETION 

10SS3*  10701 
LIVER  ANOIOQRAPHY 

09907   10135*  10577*  10607 
LIVER  BIOCHEMISTRY 

10023*  10068*  1008U   10628 
LIVER  BIOPSY 

10136*  lOlliO  10565*  10566*  10568*  10575*  10579*  10596 
LIVER  CALCULI 

10770*  10771*  10773* 
LIVER  CANCER 

10226   10l;27«  10561i*  10565*  10571i»  I0623  IO626   106U3 

10661   10813* 
LIVER  CARBOHYDRATE  METABOLISM 

10301 
LIVER  CARCINOQENESIS 

lOOllS* 
LIVER  CHOLESTEROL  METABOLISM 

09912*  10020*  lOOUS*  10060*  10093 
LIVER  CIRCULATION 

09907   10018*  10026*  10678 
LIVER  COMA 

10U26*  10562*  10588*  10589*  10591*  10626 
LIVER  CYSTS 

10607   10620   10636   10771* 
LIVER  DEVELOPMENT 

09892*  10032* 
LIVER  DIAGNOSIS 

10076*  10557*  10608   10665 
LIVER  DISEASE  DIAQNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASES 

09925*  10073*  10118*  101U9 

10576*  10576*  10593  10596 

10627   1063U   10639   1061ili 

10696   10762   10863 
LIVER  DISEASES. BIOCHEMICAL  DIAQNOSIS  OF 

10136* 
LIVER  DISEASES, METABOLIC  CHANOES  IN 

0989U*  106U1   106U8   10659 
LIVER  DRUG  METABOLISM 

1003U*  10037*  10055*  10065* 
LIVER  ENZYMES 

10038*  10039*  1001i3*  10059*  10063*  10066*  10076*  10096 

lOlOll*  10596 


101t29*  10U76 

AMEBIASIS 
BILE 

BLOOD  COAGULATION 
CHOLESTASIS 
CIRRHOSIS 

QLYCOQEN  STORAGE  DISEASE 
PARASITES  AND  PARASITIC  DISEASES 
SCHISTOSOMIASIS 
SULFOBROMOPHTHALEIN 
10289 


10650   10726* 


10652   10716* 


10161*  1055U* 
10601   10610 
10663   10673* 


10558*  10575* 
10619   10625 
1069U*  10696* 


LIVER  FIBROSIS 

10618   107111*  IO7I1S   10861 
LIVER  FUNCTION  TESTS 

10072*  10097   10559*  10598   10631   10663 
LIVHH  GLUCOSE  METABOLISM 

lOOaii*  10063* 
LIVER  QLYCOQEN 

09892*  10033* 
LIVER  HISTOLOGY 

09892*  09896   09699   10032*  10082   10093   10568* 
LIVER  IMMUNOLOGY 

10568*  10619 
LIVER  IN  CHILDREN 

105511*  10567*  10585* 
LIVER  INJURIES 

10021*  10036*  10075*  10076*  10585*  10609   10611   1061;7 

10657   10660  10671*  10679   1070U 
LIVER  INJURIES, ANESTHETICS  IN 

09698 
LIVER  INJURIES, DIETARY  DEFICIENCIES  IN 

10610 
LIVER  INJURIES, DRUQ-INDUCED 

10672*  1067U* 
LIVER  IRON  METABOLISM 

10070*  10083  10575*  10677   10728* 
LIVER  LIPID  METABOLISM 

10028*  lOOUll*  10055*  10092   10767* 
LIVER  METABOLISM 

09972*  10027*  10038*  10039*  10061*  1006U*  10078*  10571* 

10651   107U6 
LIVER  MORPHOLOGY 

10017*  10571*  10597  10676* 
LIVER  NECROSIS 

10095   10567* 
LIVER  NEOPLASMS, BENIGN 

10602 
LIVER  NEOPLASMS, MALIGNANT 

10S5S*  10556*  10615  10629   10658 
LIVER  NUCLEIC  ACID  METABOLISM 

10016*  10017*  10023*  10615   10750 

LIVER  Pathology 

10072*  10557*  10566*  10567*  10579*  10563*  10613  10626 

106711* 
LIVER  PERFUSION 

10582*  10588*  10569*  10591*  10606 
LIVER  PHOSPHOLIPID  METABOLISM 

10020*  1001i5»  10092 
LIVER  PROTEIN  SYNTHESIS 

lOOSli*  10091 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

10563*  10572*  10577*  10S78*  10621 
LIVER  REGENERATION 

09908   10025*  10062   10067   10089   10090 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

10091   10623 
LIVER  SECRETION 

IOO2I1*  10032*  10092 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 

10066*  10067*  1007U*  10065   10S7U*  10629   IO63O   10631 

10680*  10689*  10702   10611* 
LIVER  STEROID  METABOLISM 

10029*   100li9» 
LIVER    SURGERY 

10552*  10556*  10572*  10595  10625 

10771*  10773* 
LIVER  TRANSPLANTATION 

10018*  lOOUl*  10062*  10069*  10591* 
LIVER  TRAUMA 

10650  10677  10678 
LIVER  TREATMENT 

10586*  10589*  10599  1063li  10652 
LIVER  ULTHASTRUCTURE 

09893*  09899   09905  10021*  10027* 

10053*  10056*  10058*  10065*  10085 

10657 
LIVER  UREA  METABOLISM 

10019*  10596 
LIVER, ALCOHOL  EFFECTS  ON 

10027*  10038*  100U2*  100^3*  lOOUU* 

10583*  10633  10635  10673*  10675* 
LIVER, DISEASES  ASSOCIATED  VITH 

1056k*   10609  10627  10639  IO6H 
LIVER, DRUG  EFFECTS  ON 

10016*  10033*  1003k*  100U3*  10050* 

10721 
LIVER, DRUG  TREATMENT  OF 

10586*  10717*  10727* 
LIVER, FATTY 

0969)1*  100U2*  10051*  10072*  IOS6O* 

10659   10676* 
LIVER, HORMONAL  CONTROL  OF 

10019*  1002lt*  10028*  10039*  10090 


106lt9 
10698* 


10036* 
10567* 


10051* 
10738* 

10660 

10051* 


10671*  10770* 
1069k* 


1001*2*  10052* 
10583*  10611 


10072*  10076* 
10806*  10638 


10065*  10070* 


1056k*  10598   1063S 
10100* 


"'X0022"l002""l00°31.  1001.8.  lOOSU-  lOOSS*  lOOS*.  10058. 

10066*  10070*  1009S   106)12   1061;6 
LIVER, VITAMIN  B12  IN 

10081 
LYMPH  CIRCULATION 

09933* 
LYMPHATIC  SYSTEM 

09933* 
LYMPHOGRAPHY  IN  CANCER  DIAONOSIS 

10U93 
LYMPHOMA 

10U16      101t72      10813* 

MAGNESIUM 

10156   10610 
MALABSORPTION 

lOlilll* 
MALABSORPTION  DIAGNOSIS 

10390*  101i07*  lOlilO*  10!i20 
MALABSORPTION  DIAGNOSIS, XYLOSE  IN 

10kl3* 
MALABSORPTION  EPIDEMIOLOGY 

10398*  101l09*  10503* 
MALABSORPTION  ETIOLOGY 

101i25 
MALABSORPTION  IMMUNOLOGY 

lOlill* 
MALABSORPTION  IN  CHILDREN 

10257   101t25 
MALABSORPTION  PATHOPHYSIOLOGY 

10k06* 
MALABSORPTION  TREATMENT. ANTIBIOTICS  IN 

lOlllt*  101iO6« 
MALABSORPTION  TREATMENT, DIETARY 

10)il!;« 
MALABSORPTION  TREATMENT, FOLIC  ACID  IN 

10369* 
MALABSORPTION, BLIND  LOOP-INDUCED  SECONDARY 

lOllli* 
MALABSORPTION, DIETARY  DEFICIENCIES  IN 

MALABSORPTION, DIPFASES  ASSOCIATED  WITH 

101i22   101i21i   10782   108111* 
MALABSORPTION, GASTRECTOMY-INDUCED 

MALABSORPTION, INTESTINAL  RESECTION-INDUOED  SECONDARY 

10U18 
MALABSORPTION, MICROORGANISMS  IN 

lOllli*  1011(55*  101*13*  lOlilfe* 
MALABSORPTION, PARASITIC  DISEASE-INDUCED  SECONDARY 

10198*  10858* 
MALABSORPTION, SECONDARY 

10U16   IO8II1* 
MALABSORPTION, VITAMIN  DEFICIENCIES  IN 

IO3U8   IOI1O6* 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

106U3   1076U*  10796 
MALIGNANT  DUODENUM  NEOPLASMS 

10371 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

10189   10193 
MALIGNANT  GALLBLADDER  NEOPLASMS 

10786 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

10llB9   10«31l 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

101i27*  10k38*  101ili7   inUU8   101i73 
MALIGNANT  LIVER  NEOPLASMS 

10555*  10556*  10615  10629   IO658 
MALIGNANT  PANCREAS  NEOPLASMS 

10508*  10510*  10512*  10523   10529   10530 
MALIGNANT  RECTUM  NEOPLASMS 

101*29*  101i37*  10UU7  10U56  10U73 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

10370   10377 
MALIGNANT  STOMACH  NEOPLASMS 

10189   10216   10217   1022U   10225   10226   10230   102U9 
MALLORY-WEISS  SYNDROME 

10236 
MALNUTRITION 

10561* 
MANGANESE  ABSORPTION 

09936* 
MB0KEL3  DIVERTICULUM 

10332*  103I16  103U7  10351  10352  1035U 
MECONIUM  ILEUS 

10520 
MEDIA, CONTRAST 

10577* 
MEGACOLON 
lOUUl* 
HELENA 

10333*  103311*  10816* 


10333»  10366  10550  10570*  10»lM 


10386  10810»  1081»« 


107mi  107W 


MESENTERY  ANQIOORAPHY 

10127   lOlU?   10150 
MESENTERY  CIRCULATION 

10331* 
MESENTERY  NEOPLASMS 

10150 
MESENTERY  TREATMENT 

1031lll* 
MESENTERY  VASCULAR  DISEASES 

10127  101U7  10331*  1031lU»  10361 
METABOLIC  BALANCE  STUDIES 

10730* 
METABOLIC  CHANGES  IN  CIRRHOSIS 

10026*  10575*  10731*  10732*  10733*  107U1 
107U8  10753  10757 
METABOLIC  CHANGES  IN  LIVER  DISEASES 

0989U*  106U1   106U8   10659 
METABOLIC  CHANGES  IN  PANCREATITIS 

10537*  10SU2   10551 
METABOLIC  CHANGES  IN  PEPTIC  ULCERS 
10290 
•  METABOLIC  CHANGES, QASTRECTOMY-INDUCED 

METABOLISM  IN  GASTROINTESTINAL  TRACT, ELECTBOLYTE 

10833 
METABOLISM, ALCOHOL 

09972* 
METABOLISM, BILE  ACID 

10765* 
METABOLISM, BILE  SALT 

10020*  10120*  10586* 
METABOLISM, BILIRUBIN 

10061*  10073* 
METABOLISM, CALCIUM 

09916*  10117* 
METABOLISM, CARBOHYDRATE 

09915*  10731* 
METABOLISM, CHOLESTEROL 

10066   10129   10130 
METABOLISM, DRUG 

lOOOU*  106U8   108UU 
METABOLISM, ELECTROLYTE 

107U1 
METABOLISM, GLUCOSE 

09913*  0991U*  10051*  10119*  10519 
METABOLISM, HEMOGLOBIN 


IO6I1O 


10113*    10123*   lOllOl*    105U2 


10536* 
METABOLISM, HORMONE 

10037*  10078*  10290 
METABOLISM, PHOSPHOLIPID 

lOOlli*  10551 
METABOLISM, POTASSIUM 

IOO2I1*  10158* 
METABOLISM, PROTEIN 

lOOlU*  10096   10111 
METABOLISM, WATER 
IO7I1I   10808* 
METASTATIC  CANCER  ,„^„^ 

10217  10U27*  10565*  105711*  10626 
MICROORGANISMS 
SEE   AMEBIASIS 
SEE   CHOLERA 
SEE   GNOTOBIOSIS 
SEE   SHIGELLOSIS 
MICROORGANISMS  IN  MALABSORPTION 

loiiii*  ioito5*  10U13*  lOlllS* 

MICROORGANISMS, BILIARY  TRACT 

10766* 
MICROORGANISMS, GASTROINTESTINAL 

10112*  10123*  10738* 
MICROORGANISMS, LARGE  INTESTINE 

10115*  10125*  10553* 
MICROORGANISMS, SMALL  INTESTINE 

lOllU*  10115*  10U15* 
MICROORGANISMS, STOMACH 

10131 
MICROSCOPY, ELECTRON 

10125* 
MILK  INTOLERANCE 

101*00*  IOI1O9*  10U12*  101*25 
MITOSIS 

09906   09951**  10087   10089 
MOTILITY  pressure:  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GALLBLADDER  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

099UU*  099U7*  09958*  IOI38*  10152 
MOTILITY, BILIARY  TRACT 
10758* 


10853 


10759*  10791 


mothity.druq  effects  on 

0991l2»  09955*  09956*  099«1* 
MOTILITY, DUODENUM 

0991l6*  099U7*  09952*  09957*  09962   103k9 
MOTILITY, ESOPHAGUS 

09965 
MOTILITY. GALLBLADDER 

10795 
MOTILITY. GASTROINTESTINAL 

09959* 
MOTILITY. LARGE  INTESTINE 

0992U*  099U2*  09913*  0991t5*  09955*  09956* 
MOTILITY, NERVOUS  CONTROL  OF 

09953*  09959* 
MOTILITY. SMALL  INTESTINE 

099U2*  0991l3*  0991i5*  099U9*  09950*  09951*  09958*  09960* 
MOTILITY, STOMACH 

099Uli»  0991i6*  099U7*  0991i8«  09957*  09961*  09963   09990* 

10285* 
MUCOSA. ESOPHAGUS 

10168 
MUCOSA. QASTROINTESTIKAL 

10826 
MUCOSA, ORAL 

10389* 
MUCOSA. SMALL  INTESTINE 

O99I1I 
MUCOSA, STOMACH 

09900   0995U*  09977*  10208   1021i7   10276* 
MUCOSAL  INJURIES, STOMACH 

10251 
MUCOVISCIDOSIS 

IOI1O6*  10517   10519   10520 
MUCUS  SECRETION, STOMACH 

09979*  09980*  09982*  09992*  10280* 
MUD  THERAPY 

10599 
MUSCLE  MORPHOLOGY, SMOOTH 

09902 
MUSCLE  PHARMACOLOGY. SMOOTH 

0991l6*  09950*  09960* 
MUSCLE  PHYSIOLOGY. SMOOTH 

099214*  099Ue*  0991i9*  09952*  0996k 
MUSCULOSKELETAL  SYSTEM 

10612* 
MYCOSIS 

1019U 

NECROSIS. LIVER 

10095   10567* 
NEONATAL  JAUNDICE 

10623 
NEOPLASMS, BENIGN  ESOPHAGUS 

10176 
HEOPLASMS, BENIGN  GALLBLADDER 

10800 
NEOPLASMS, BENIGN  LARGE  INTESTINE 

101i57   101i76 
NEOPLASMS, BENIGN  LIVER 

10602 
HEOPLASMS, BENIGN  PANCREAS 

10527 
NEOPLASMS, BENIGN  STOMACH 

10215   10216 
NEOPLASMS, LARGE  INTESTINE 

10670 
NEOPLASMS. MALIGNANT  BILIARY  TRACT 

1061i3   1076U*  10796 
NEOPLASMS, MALIGNANT  DUODENUM 

10371 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

10189   10193 
NEOPLASMS, MALIGNANT  GALLBLADDER 

10766 
HEOPLASMS, MALIGNANT  GASTROINTESTINiiL 

10UB9   10e3U 
HEOPLASMS, MALIGNANT  LARGE  INTESTINE 

101i27»  10U38*  10UU7  lOliUe  10U73 
HEOPLASMS, MALIGNANT  LIVER 

10555*  10556*  1061S   10629   IO656 
HEOPLASMS, MALIGNANT  PANCREAS 

10508*  10510*  10512*  10523 
HEOPLASMS, MALIGNANT  RECTUM 

IOI129*  10li37*  10UU7   101(56   IOI173 
HEOPLASMS, MALIGNANT  SMALL  INTESTINE 

10370   10377 
NEOPLASMS, MALIGNANT  STOMACH 

10169   10216   10217   1022U   10225 
NEOPLASMS, MESENTERY 

10150 
NEOPLASMS, PANCREAS 

10516 
HEOPLASMS, VILLOUS  RECTUM 

101(85 


10529   10530 


NEOPLASMS, VILLOUS  SMALL  INTESTINE 

10375 
NERVOUS  CONTROL  OF  ESOPHAGUS 

09965 
NERVOUS  CONTROL  OF  MOTILITY 

09953*  09959* 
NERVOUS  CONTROL  OF  SMALL  INTESTINE 

09960* 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

09976* 
NERVOUS  SYSTEM, AUTONOMIC 

1017U   10210 
NERVOUS  SYSTEM, CENTRAL 

1012i(*  10639   1073U* 
NEURINOMA 

10796 
NEUROHUMORAL  AGENTS 

1021(3 
NOREPINEPHRINE 

10079   10121(* 
NUCLEIC  ACID  METABOLISM. LIVER 

10016*  10017*  10023*  10615   10750 
NUTRITION 

KWASHIORKOR 

MALABSORPTION 

OBESITY 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

10730* 


10226   10230   1021(9 


OBESITY 

10050*  10086   10608* 
OBSTRUCTION. BILIARY  TRACT 

10067*  10516   10576*  10772* 
OBSTRUCTION. LARGE  INTESTINE 

0991t3*   09956*   1031(0*   1031(1*   101(72 
OBSTRUCTION, PYLORUS 

10197* 
OBSTRUCTION. SMALL  INTESTINE 

099U3*  1031(0*  1031(1*  10355   IO36I   10363   10366   10378 

10382   10365 
OBSTRUCTIVE  JAUNDICE 

1061U   10777 
ODDI, SPHINCTER  OF 

10338*  10761*  1076l( 
ORAL  MUCOSA 

10369* 
OXYGEN 

10063# 

PANCREAS  AMYLASE  SECRETION 

09999*  10009* 
PANCREAS  ANGIOGRAPHY 

1052k      10525 
PANCREAS  ANOMALIES 

I05IU   10515 
PANCREAS  BICARBONATE  SECRETION 

10007* 
PANCREAS  BIOCHEMISTRY 

10001* 
PANCREAS  CALCULI 

IO5O8* 
PANCREAS  CIRCULATION 

10010*  10511* 
PANCREAS  CYSTS 

10512*  10528   10531(* 
PANCREAS  DEVELOPMENT 

10002* 
PANCREAS  DIAGNOSIS 

10131(*  10137*  10512*  10516   10521   1053k« 
PANCREAS  DISEASE  EPIDEMIOLOGY 

10513* 
PANCREAS  DISEASE  ETIOLOGY 

10513* 
PANCREAS  DISEASES 

1011(9  10508*  10526  1051(7 
PANCREAS  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

10516 
PANCREAS  DUCTS 

10522 
PANCREAS  ENZYME  SECRETION 

10008*  10012*  10013*  10011(*  10339* 
PANCREAS  ENZYMES 

10000*  10006* 
PANCREAS  HISTOLOGY 

10005* 
PANCREAS  IN  CHILDREN 

1015U 
PANCREAS  INJURIES 

10123*  10522 
PANCREAS  LIPASE  SECRETION 

09999* 
PANCREAS  METABOLISM 

09999*  10002*  lOOOU*  10006*  10013*  lOOlU*  10015* 
PANCREAS  NEOPLASMS 

10516 


10529   10S30 


10776 


PANCREAS  NEOPLASMS. BENION 

10527 
PANCREAS  NEOPLASMS, MALIGNANT 

10508*  lOSlO*  10512*  10523 
PANCREAS  PATHOLOOK 

10012*  10537* 
PANCREAS  PERFUSION 

10011* 
PANCREAS  PROTEIN  SECRETION 

10007* 
PANCREAS  PSEUDOCTiSTS 

10508*  10509* 
PANCREAS  RADIOLOGY 

lOlSll   10525 
PANCREAS  SECRETION 

09896*  10010*  10011* 
PANCREAS  SURGERY 

10512*  106U9 
PANCREAS  TRANSPLANTATION 

10511* 
PANCREAS  ULTRASTRUCTURE 

10005*  lOOll*  10012* 
PANCREAS. AQE  EFFECTS  ON 

10000* 
PANCREAS. ALCOHOL  EFFECTS  ON 

10513* 
PANCREAS. DRUG  EFFECTS  ON 

lOOOli*  10005*  10008*  10013* 
PANCREAS, HORMONAL  CONTROL  OF 

10100* 
PANCREAS. TOXIC  EFFECTS  ON 

10005*  10006* 
PANCREATECTOMY 

10510*  10532*  lOSUll 
PANCREATITIS^^^   105U9   10550   10716*  10766* 
PANCREATITIS  DIAGNOSIS  ,„,,, 

10003*  10009*  10533*  10535*  10536*  105U6 
PANCREATITIS  ETIOLOGY 

10531*  10535*  10538* 
PANCREATITIS  SURGERY 

10532*  10538*  lOSlill 

PANCREATITIS  TREATMENT 

10535*  lOSUO   105U8 

PANCREATITIS, ACUTE  ,„r,-,   i^cA 

10531*  10532*  10533*  10539   1051^7   1051ie 

PANCREATITIS, ALCOHOLIC 

10535*  10538* 
PANCREATITIS, CHRONIC 

10508*  IO5I1I   105U2 
PANCREATITIS, CIRCULATION  IN 

10511.3 
PANCREATITIS, DISEASES  ASSOCIATED  WITH 

105U1  105l;3 
PANCREATITIS, D8UQ-INDUCED 

10537* 
PANCREATITIS, EXPERIMENTAL 

1051;0 
PANCREATITIS, HEMORRHAGIC 

10531*  10532*  10535*  10538* 
PANCREATITIS, METABOLIC  CHANGES  IN 

10537*  105U2   10551 
PARACENTESIS, ABDOMEN 

SEE   ABDOMEN  DIAGNOSIS 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 
10353   10860*  10865 
PARASITIC  DISEASE  DIAGWOSIS 

10572* 
PARASITIC  DISEASE  EPIDBMIOLOQY 

10572*  10857* 
PARASITIC  DISEASE  PATHOLOGY 

10859* 
PARASITIC  DISEASE  TREATMENT 

PARASITIC  DISEASE-INDUCED  SECONDARY  MALABSORPTION 

10198*  10858* 
PARASITIC  DISEASES 
SEE  ALSO   PARASITES  AND  PARASITIC  DISEASES 

10522   10528   10595   10607   10638   10862   10863 
PARASITIC  DISEASES, DISEASES  ASSOCIATED  WITH 

10857* 
PARASITIC  DISEASES, PARASITES  AND 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 
10353   10860*  10B6S 
PARATHYROID  GLANDS 

10117*  10531*  10809* 
PARIETAL-CELL  ANTIBODY. GASTRIC 

10200*  10220 
PATHOPHYSIOLOGY, MALABSORPTION 

10k06* 


10669 


PELLAGRA 
1081i9 

"''S9967*''o9968*  09975*  09981*  09983*  09986* 

0999U*  10271*  lOUOlv* 
PEPSIN 

09985*  09995* 
PEPSIN  SECRETION, STOMACH  ,  „  ,. 

09970*  09971*  09976*  09986*  0999U*  10311i 
PEPSINOGEN 

09985* 
PEPTIC  ULCER  DIAGNOSIS 

1032U   10330* 
PEPTIC  ULCER  EPIDEMIOLOGY 

10317 
PEPTIC  ULCER  ETIOLOGY 

1030s   10313 
PEPTIC  ULCER  PERFORATION 

10311   10322 
PEPTIC  ULCER  PROPHYLAXIS 

10271*  10307 
PEPTIC  ULCER  SURGERY  ,   ,.-„, 

10272*  1029U   10300   10301   10303   1030U 
10323  10329   10330* 
PEPTIC  ULCER  TREATMENT 

10297  10302  10305  10322  10323 
PEPTIC  ULCERS 

09925*  10266   10302   10312   10315 
PEPTIC  ULCERS, AGE  FACTORS  IN 

10295 
PEPTIC  ULCERS. BLEEDING 
10281*  10295   10306 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

10226   10298 
PEPTIC  ULCERS, DRUG  TREATMENT  OF 

10292   10313   1031lt 
PEPTIC  ULCERS, METABOLIC  CHANGES  IN 

10290 
PERFORATIONS, ESOPHAGUS 

10171 
PERISTALSIS 

099US*  099U6* 
PERITONEUM  ENDOSCOPY 
10153   10232   10563* 

''^''iS332*"o352   10355  10363   10391*  10653 

10856* 
PERITONITIS  IN  CHILDREN 

IO38I1 
PERITONITIS, BILE 

10775 
PERNICIOUS  ANEMIA 

IO8O9* 
PEUT2-JEGHERS  SYNDROME 

10358   10359   1036U   10365 
PHOSPHATASE, ALKALINE 

098911*  10110   10122*  10217 
PHOSPHOLIPID  METABOLISM 

looiu*  10551 

PHOSPHOLIPID  METABOLISM, LIVER 

10020*  1001l5»  10092 
PHOSPHOLIPIDS 

10035*  10560* 
PHYSICAL  ACTIVITY 

09911;*   10065      10660*    107lt6 
PINOCYTOSIS 

09929* 
PITUITARY  GLAND 

10809* 
PLASMA  LIPIDS 

10051* 
POLYPOSIS 

101i57 
POLYPS 

SEE   PEUTZ-JEGHERS  SYNDROME 
POLYPS, GASTROINTESTINAL 

1081i7 
POLYPS, LARGE  INTESTINE 

101l29*  10U57   10U59 
POLYPS, RECTUM 

101t29*  10ll56   IOI16S 
POLYPS, SMALL  INTESTINE 

10366 
POLYPS, STOMACH 

10253   1025U   10281* 
PORTACAVAL  SHUNT  1  r6V? 

10021*  10161*  10590*  1060U   10611   10637 

10725*  10726*  10735* 
PORTAL  CIRCULATION 

09909   10502*  10552* 
PORTAL  HYPERTENSION      ,„^.,^  ,„i:ai»  inclos 

10075*  105U3  10552*  1056ll»  10561*  10592 

10673*  107ll3  10622   10663 


09986*  09969* 


lOUOU* 


10306   10321 


10816*  10829 


10667  10<70 


10S9li  10630 


1062!i   10668   10726* 


10121*  1031.5   101i23   101i71   1061); 


PORTAL  HYPERTENSION  IN  CKILDRFN 

10169   1055U*  10632   106)iO 
PORTAL  HYPERTENSION  PATHOLOGY 

106S7 
PORTAL  HYPERTENSION  SUROiiRY 

105S3*  10562*  10570*  10580*  10616 

10755   10772* 
POTASSIUh 

101).21   101i26* 
POTASSIUM  METABOLISI* 

100211*  10158* 
PREGNANCY 

1001l5*  10097   10098 

1061i7   10668   10856* 
PRESSURE  STUDIES, MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GALLBLADDER  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINK  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

0991;U*  0991i7»  09958*  10138*  10152   10759*  10791 
PROLAPSE, RFCTUM 

101(65 
PROTEIN  ABSORPTION 

09937* 
PROTEIN  METABOLISM 

lOOlli*  10096   10111   10113*  10123*  10)101*  1051l2 
PROTEIN  SECRETION, PANCREAS 

10007* 
PROTEIN  SYNTHESIS 

10108 
PROTEIN  SYNTHESIS, LIVER 

lOOSU*  10091 
PROTEIN-LOSING  ENTEROPATHY 

10390*  1061i7 
PROTEINS, SERUM 

107111*  10751 
PSEUDOCYSTS, PANCREAS 

10506*  10509* 
PSYCHOLOGICAL  FACTORS 

10291     loasii 

PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  ANTRUM 

09957*  09961*  09990*  1021S 
PYLORIC  STENOSIS 

10213   10221   10239 
PYLOROPLASTY 

10077*  10196*  10197*  10282*  10309 
PYLORUS 

1011t8 
PYLORUS  OBSTRUCTION 

10197* 
PYLORUS  SPHINCTER 

0991lli» 


RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  ABSORPTION 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

TOXIC  EFFECTS  ON  LIVER 

TOXIC  EFFECTS  ON  PANCREAS 

TOXIC  EFFECTS  ON  SMALL  INTESTINE 

TOXIC  EFFECTS  ON  STOMACH 

10255   1031l2*  10U30*  lOliUS   1061i2 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

09937*  10156 
RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

10151   10358 
RADIOLOGY  IN  JAUNDICE  DIAGNOSIS 

10669 
RADIOLOGY, ABDOMEN 

SEE   ABDOMEN  DIAGNOSIS 
RADIOLOGY, ANUS 

SEE   ANUS  DIAGNOSIS 
RADIOLOGY, DUODENUM 

10330*  10798 
RADIOLOGY, ESOPHAGUS 

10138*  10139   10168 
RADIOLOGY, GALLBLADDER 

10790 
RADIOLOGY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 
10361   10816* 
RADIOLOGY, LARGE  INTESTINE 

101U6   103U0*  1031ll*  10Uli9 
RADIOLOGY, LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 

10563*  10572*  10577*  10576*  10621 
RADIOLOGY, PANCREAS 

lOlSlt   10525 
RADIOLOGY, SMALL  INTESTINE 

1033U*  10337*  1031iO«  lOJIil*  10351 


10186   10187   101911 


10U6U   10U92   lOSOO*  10502* 


RADIOLOGY, STOMACH 

099U6*  10157   10197*  10216   10222   10235   108U2   10281* 
RADIOTHERAPY 

09937*  10255   10539   1051(6 
RADIOTHERAPY  IN  CANCER  TREATMENT 

10191   10li30»  10Ull7   10616* 
RECTUM 

SEE   ULCERATIVE  COLITIS 
RECTUM  BIOPSY 

101t3U* 
RECTUM    CANCER 

101t78      IOI18O      IOI18I      10U93 
RECTUM    CYSTS 

10U95 
RECTUM  DISEASES 

10U33*  101(53 
RECTUM  FISTULAS 

10U35* 
RECTUM  IN  CHILDREN 

101(87 
RECTUM  NEOPLASMS, MALIGNANT 

101(29*  101(37*  10U1(7  10US6  101(73 
RFCTUM  NEOPLASMS, VILLOUS 

101(85 
RECTUM  POLYPS 

101(29*  101(56   101(85 
RECTUM  PROLAPSE 

101(65 
RECTUM  SURGERY 

101(28*  101(37*  10U65   101(76   10U80 
RECTUM  TREATMENT 

10!l32» 
RECTUM  ULCERS 

101(35* 
REFLUX, ESOPHAGUS 

09966*  10138*  10165*  10170   10173 
REGENERATION, LIVER 

09908   10025*  10082   10087   10089   10090 
REGENERATION, STOMACH 

09895* 
REGIONAL  ENTERITIS 

10391*  10392*  10395 
REGIONAL  ILEITIS 

09925* 
RESECTION-INDUCED  SECONDARY  MALABSORPTION, INTESTINAL 

101(18 
RESPIRATORY  COMPLICATIONS 

10585* 
RESPIRATORY  SYSTEM 

10298 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

10091   10623 
RHYTHM, CIRCADIAN 

09929*  099S1(*  10017* 
ROTORS  SYNDROME 

10612 
RUPTURE, DIAFHRAQM 

106S0 
RUPTURE. DUODENUM 

10357 
RUPTURE, ESOPHAGUS 

10172 

SALIVA 

099S1*  09992* 
SALIVARY  GLAND  DISEASES 

09992* 
SALIVARY  GLAND  ENZYMES 

10615* 
SALIVARY  GLAND  SECRETION 

10121*  10815* 
SALIVARY  GLANDS  IN  CHILDREN 

10815* 
SALMONELLOSIS 

SEE   TYPHOID  FEVER 
SALT  ABSORPTION, BILE 

09912*  09919* 
SALT  METABOLISM, BILE 

10020*  10120*  10566* 
SARCOIDOSIS 

10555* 
SARCOMA 

1021(9   10523   10761(*  10616* 
SCANNING, SCINTILLATION 

lOlSU   10222   10576*  10621   1C63< 
SCHISTOSOMIASIS 

IO6U2   10661 
SCHISTOSOMIASIS  DIAGNOSIS 

10636 
SCHISTOSOMIASIS  PATHOLOGY 

10750  10666   10667 
SCINTILLATION  SCANNING 

lOlSU   10222   10576*  10621   10636 


SCLERDERMA 

10810* 
SECRETIN 

09968*  09981*  09963*  10001*  10010* 
SECRETION  DISORDERS, STOMACH 

102S0 
SECRETION  IN  DISEASE, STOMACH 

10265 

SECRETION  STUDY  TECHNIQUES, STOMACH 
09969*  09988*  09993*  09998   10261 

SECRETION, BILE 

09896*  10026*  1003U*  10037*  lOOliU* 

SECRETION, DRUG  EFFECTS  ON  STOMACH 
0999U*  09997 

SECRETION, DUODENUM 

10107 
SECRETION,  ELECTROLlfTE 

10121* 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 

099BO*  09991*  10100*  10107 
SECRETION, LARGE  INTESTINE 

10106* 
SECRETION, LIVER 

100211*  10032*  10092 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

09978* 
SECRETION, PANCREAS 

09896*  10010*  10011* 
SECRETION, PANCREAS  AMYLASE 

09999*  10009* 
SECRETION, PANCREAS  BICARBONATE 

10007* 
SECRETION, PANCREAS  ENZYME 

10008*  10012*  10013*  lOOllj*  10339* 
SECRETION, PANCREAS  LIPASE 

09999* 
SECRETION, PANCREAS  PROTEIN 

10007* 
SECRETION, SALIVARY  GLAND 

10121*  1081S* 
SECRETION, SMALL  INTESTINE 

10007*  10106*  10339* 
SECRETION, STOMACH 

09935*  09987*  09990*  09996   10265 
SECRETION, STOMACH  ACID 

09967*  09968*  09969*  09970*  09973* 
09977*  09978*  09979*  09981*  09983* 
09991*  09993*  0999U*  0<S997   09996 
10261   10269*  10271*  10273*  10278* 
10326   10335* 
SECRETION, STOMACH  ELECTROLYTE 

09976* 
SECRETION, STOMACH  MUCUS 

09979*  09980*  09982*  09992*  10260* 
SECRETION, STOMACH  PEPSIN 

09970*  09971*  09976*  09986*  0999U* 
SECRETOR  STATUS, BLOOD  GROUP 

09987* 
SEROLOGICAL  DIAGNOSIS 

1011i9 
SEROTONIN 
10335* 
SERUM  AMYLASE 

10003*  10137*  10533*  10536* 
SERUM  BILE  PIGMENTS 

10073*  10612   10613   10617 
SERUM  CHOLESTEROL 

10050* 
SERUM  ELECTROLYTES 

10U26* 
SERUM  ENZYMES 

1011*3   10SU6 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 

10066*  10067*  100711*  10085   10571i* 
10680*  10689*  10702   10811* 
SERUM  HEPATITIS 

10685*  10689*  10693*  10695*  10697 
SEBUM  PROTEINS 

1C71U*  10751 
SEX  FACTORS 

10501* 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 
09936* 
SHUNT, PORTACAVAL 

10021*  10161*  10590* 
10725*  10728*  10735* 
SHUNT, SPLENORENAL 

10580*  10727* 
SJOGRENS  SYNDROME 

10812* 
SMALL  INTESTINE 
SEE   ENTERITIS 


10100*  10101*  10103* 


100611*  10066   10120* 


10268*  10296   10783 


09971* 
09966* 
10167* 
10283* 


09975*  09976* 
09966*  09969* 
10198*  1021iU 
10317   103211 


10311t   lOUOli* 


10629 
10712 


10630   10631 


1060U   10611   10637   10667   10670 


SEE 
SEE 
SEE 
SEE 

SEE 


101*08* 


10U02* 


10126*  10858* 


SHALL  INTESTIME 
CONTINUED 
SEE   ILEUM 
ILEUS 

INTUSSOSOEPTIOS 
JEJUNUM 
MALABSORPTION 
__   PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION  „oo„,. 

09911*  09917*  09916*  09919*  09920*  09921* 
09929*  09932*  09938*  09939*  1038S 
SMALL  INTESTINE  ANOMALIES 

10350   10360 
SMALL  INTESTINE  BIOCHEMISTRY 

10099*  10339* 
SMALL  INTESTINE  BIOPSY  ,..e»^ 

101U2  10336*  1037U  lOlflO*  loailt*  108S9* 
SMALL  INTESTINE  CIRCULATION 

09923*  09928* 
SMALL  INTESTINE  DEVELOPMENT 

09922* 
SMALL  INTESTINE  DIAGNOSIS 

10337* 
S><ALL  INTESTINE  DISACCHARIDASES 

09910*  10122*  10399*  10U03*  10li08»  10U12* 
SMALL  INTESTINE  DISEASE  ETIOLOGY 

10386* 
SMALL  INTESTINE  DISEASES 

10120*  10U02*  1080U*  10860*  10865 
SMALL  INTESTINE  DIVERTICULITIS 

10356 
SMALL  INTESTINE  ENZYMES 

09906   10099*  lOlOU*  10105*  10110   10111 
SMALL  INTESTINE  HISTOLOGY 

099UO*  099S9*  103U2*  10379 
SMALL  INTESTINE  IMMUNOLOGY 

10106* 
SMALL  INTESTINE  IN  CHILDREN 

10115*  103U3*  10360  10366 
SMALL  INTESTINE  INJURIES 

101U3 
SMALL  INTESTINE  METABOLISM 

09917*  09972*  10102*  lOlOS*  10108 
SMALL  INTESTINE  MICROORGANISMS 

lOllU*  10115*  10U15* 
SMALL  INTESTINE  MORPHOLOGY 

09896*  09903   09901*   09911*  10102* 
SMALL  INTESTINE  MOTILITY  „ooc,i. 

0991*2*  0991*3*  0991*5*  099U9*  09950*  09951* 
SMALL  INTESTINE  MUCOSA 

099U1 
SMALL  INTESTINE  NEOPLASMS, MALIGNANT 

10370   10377 
SMALL  INTESTINE  NEOPLASMS, VILLOUS 

10375 
SMALL  INTESTINE  OBSTRUCTION 

0991*3*  1031*0*  1031*1*  10355 

10382   10385 
SMALL  INTESTINE  PATHOLOGY 

09933*  09936* 
SMALL  INTESTINE  PERFORATION 

10372   10391* 
SMALL  INTESTINE  POLYPS 

10366 
SMALL  INTESTINE  RADIOLOGY 

1033U*  10337*  103U0*  103U1*  10351 
SMALL  INTESTINE  SECRETION 

10007*  10106*  10339* 
SMALL  INTESTINE  STRICTURE 

io5ia 

SMALL  INTESTINE  SURGERY  ,„„,. 

10117*  1028U*  10332*  10333*  10335*  1031*3* 
1035U  10365  10391*  10391*  10U30*  10509* 
10807*  10808# 
SMALL  INTESTINE  TRANSPLANTATION 

10362 
SMALL  INTESTINE  TREATMENT 

10396 
SMALL  INTESTINE  ULTRASTRUCTURE 

1031*2* 
SMALL  INTESTINE  VOLVULUS 

1031*0*  1031*1*  10383 
SMALL  INTESTINE, AGE  EFFECTS  OH 
lOlOU*  10108   10122*  10399* 
SMALL  INTESTINE, DISEASES  ASSOCIATED  WITH 

101*10* 
SMALL  INTESTINE, DRUG  EFFECTS  ON 

09901*  09960*  10379 
SMALL  INTESTINE, NERVOUS  CONTROL  OF 

09960* 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

1031*2*  101*30* 
SMOOTH  MUSCLE  MORPHOLOGY 
09902 


09923*  09926* 


10126* 


09958*  09960* 


10361  10363  10368  10378 


1031*7  10350 
10760*  10792 


SMOOTH  MUSCLE  PHARMACOLOOY 

099U8*  09950*  099«0» 
SMOOTH  KUSCLE  PHYSIOLOGY 

0992U*  0991l8»  099U9*  099S2«  0996U 
SODIUM 

09939* 
SODIUM  ABSORPTION 

09920*  09923*  0993li* 
SPHINCTER  OF  ODDI 

10338*  10761*  107611 
SPHINCTER, ANUS 

10UU2*  10UU3* 
SPHINCTER, ESOPHAQUS 

09961* 
SPHINCTER, PYLORUS 

099U11* 
SPIENOMEQALY 

10632 
SPLENOPORTOQHAPHY 

10552*  10S9U 
SPLENORENAL  SHUNT 

10580*  10727* 
SPRUE, TROPICAL 

10li06*  10U15* 
STAINING  TECHNIOUES 

09901   10167*  10557* 
STARVATION 

10012*  10073*  1O102* 
STEATORRHEA 

lOUlli*  10U19   10U2U   108U6 
STEATOSIS 

10563* 
STENOSIS, PYLORIC 

10213   10221   10239 
STEROID  METABOLISM, LIVER 

10029*  1001(9* 
STEROIDS 
SEE  ALSO   CORTICOSTEROIDS 
SEE  ALSO   LIVER  CHOLESTEROL  METABOLISM 

10292   10537*  10717*  10783 
STOMACH 
SEE   BEZOARS 
SEE   OASTRITIS 
STOMACH  ABSORPTION 

09926* 
STOMACH  ACIE  SECRETION 

09967*  09968*  09969*  09970*  09973*  0997U*  09975*  09976* 

09977*  09978*  09979*  09981*  09983*  09966*  09986*  09989* 

09991*  09993*  09991i*  09997   09998   10167*  10196*  102Uli 

10261   10269*  10271*  10273*  10278*  10283*  10317   1032U 

10328   10335* 
STOMACH  ANOMALIES 

10233 
STOMACH  BIOCHEMISTRY 

09982*  0998U*  09985*  09967*  09995* 
STOMACH  BIOPSY 

10250   10259   10316 
STOMACH  CANCER 

lOlUl   10178   10190   10192 

10229   10231   10232   10252 
STOMACH  CIRCULATION 

09973*  10207 
STOMACH  OIAQNOSIS 

10203*  10206   10296 
STOMACH  OIAQNOSIS, OASTRIC  ANALYSIS  IN 

lOlbl   10223 
STOMACH  DISEASES 

10173   10199*  102U2   102U3   1026U 
STOMACH  DIVERTICULA 

10216   1021i5 
STOMACH  ELECTROLYTE  SECRETION 

09976* 
STOMACH  ENDOSCOPY 

101U6   10199* 
STOMACH  ENZYMES 

099811*  09995*  10203*  10223 
STOMACH  HISTOLOQY 

09895*  10203*  10282* 
STOMACH  IMMUNOLOQY 
SEE  ALSO   QASTRIC  PARIETAL-CELL  ANTIBODY 
SEE  ALSO   INTRINSIC  FACTOR  ANTIBODY 

09901 
STOMACH  IN  CHILDREN 

10213 
STOMACH  INJURIES 

102U6 
STOMACH  METABOLISM 

099Sli»  09972*  09977* 
STOMACH  MICROORQANISMS 

10131 
STOMACH  MORPHOLOGY 

10282*  107U2 
StOMACH  MOTILITY 

099Uli*  0991i6*  099U7*  099U8*  09957*  09961*  09963   09990* 

10265* 


10199*  102011*  10205 
10259 


10227 


STOMACH  MUCOSA 

09900   099Slt*  09977*  10208 
STOMACH  MUCOSAL  INJURIES 

10251 
STOMACH  MUCUS  SECRETION 

09979*  09980*  09982*  09992*  10280* 
STOMACH  NEOPLASMS, BENIGN 

10215   10216 
STOMACH  NEOPLASMS, MALIGNANT 

10189   10216   10217   IO22I1   10225 
STOMACH  PATHOLOGY 

IO2I1O   10256   10258   10281*  10809* 
STOMACH  PEPSIN  SECRETION 

09970*  09971*  09976*  09986*  09991l» 
STOMACH  PERFORATION 

102U6 
STOMACH  POLYPS 

10253   IO25I1   10281* 
STOMACH  RADIOLOGY 

0991(6*  10157   10197*  10218 
STOMACH  REGENERATION 

09895* 
STOMACH  SECRETION 

09935*  09967*  09990*  09996 
STOMACH  SECRETION  DISORDERS 

10250 
STOMACH  SECRETION  IN  DISEASE 

10265 
STOMACH  SECRETION  STUDY  TECHNIOUES 

09969*  09968*  09993*  09998   10261 
STOMACH  SECRETION, DRUG  EFFECTS  ON 

0999U*  09997 
STOMACH  SECRETION, HORMONAL  CONTROL  OF 

09980*  09991*  10100*  10107 
STOMACH  SECRETION, NERVOUS  CONTROL  OF 

09978* 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

10111   10211   1021U   102U6 
STOMACH  SURGERY  COMPLICATIONS 

10196* 
STOMACH  SURGERY  TECHNIQUES 

10267* 
STOMACH  TRAUMA 

09895* 
STOMACH  TREATMENT 

10207   10213   10237   10253 
STOMACH  ULCERS 

09895*  10278*  10267   10268 

10316   10318   10332*  10817* 
STOMACH  ULTRA3THUCTURE 

09895*  09900 
STOMACH  VOLVULUS 

10219   1021(6 
STOMACH, DISEASES  ASSOCIATED  WITH 

10201*  10208 
STOMACH. DRUG  EFFECTS  ON 

099U6*  102U3   10266*  10280*  10312 
STOMACH. TOXIC  EFFECTS  ON 

09971*  09996 
STRANGULATION 

IOI8I1 
STRESS  FACTORS 

106U0 
STRESS  FACTORS  IN  ULCERS 

10266*  10319 
STRICTURE, BILIARY  TRACT 

10787 
STRICTURE, ESOPHAGUS 

1016U*  10165*  10166*  10187 
STRICTURE, LARGE  INTESTINE 

101(68 
STRICTURE, SMALL  INTESTINE 

1051U 
STUDY  TECHNIQUES, ABSORPTION 

09921* 
STUDY  TECHNIQUES, STOMACH  SECRETION 

09969*  09966*  09993*  09996   10261 
SUGAR  INTOLERANCE 

101(12*  101(20 
SULFOBROMOPHTHALEIN 

1001(0*  10631   10662 
SURGERY  COMPLICATIONS 

10062*  10159*  10161(*  10166*  10338* 

101(1(0*  10580*  10590*  10625   10667 

10780   10797 
SURGERY  COMPLICATIONS, STOMACH 

10196* 
SURGERY  TECHNIQUES 

10188   10195*  10202*  10373 

10562*  1060U  10726* 
SURGERY  TECHNIQUES, STOMACH 

10267* 


1021(7   10278* 


10226   10230   1021(9 


1031U   lOUOU* 


10222   10235   1021(2   10261* 


10265   10268*  10296   10763 


102S1(   10327   10SU9 


10291   10293   10299   10310 


101(37*   101(36*   10ll39* 
10725*   10760*   10761* 


101(26*   loUUO*   101(66      10556* 


10231      101i27«    101i37* 


10li?6 

10766*   10770* 
10li?9* 


10ll38* 
lOUSU 


10625   1061i9 


1030U 
1062U 


102SU 
10319 


30BG15EX, ABDOMEN 

101S5*  1038U   10851 
SDRGERX.ANOHECTAL 

10li32*  10li35»  101i39*  lOkHO*  lOUUl* 
SURQERy.ANUS 

101iU2«  10U911 
SUHGKPlf.aillARY  TRACT 

10211   10338*  105U9   106U9 
107711   10781   10789   10792 
SDROEPY,C*NCER 

10178   10189 
SORQEPY.JUODKKUM 

10395 
SURGKpy.KSOPHAGUS 

1015«»  10159*  10163*  101611*  10173 
SURGERK.OALLBLADDEH 

107^10   1078  ll 
SURGKRY.aASTROINTRSTINAl 
SEE  AL.SO   GASTROINTESTINAL  TREATMENT 
10110   10185   10195*  10373 
SORGSBX, LARGE  INTESTINE 

10116*  10ll26*  10U30*  10U32*  101*36* 
lOUeO   10U62   10k66   101l67   101*82 
SURGERY, LIVER 

10552*  10556*  10572*  10595 

10771*  10773* 

StJBGEHY, PANCREAS 

10512*  106U9 
SURGE9.Y,  PANCREATITIS 

10532*  10538*  lOSUll 
SURGERY, PEPTIC  ULCER 

10272*  1029U   10300   10301   10303 
10323   10329   10330* 
SURGERY, PORTAL  HYPERTENSION 

10553*  10562*  10570*  10580*  10616 
10755   10772* 
SURGERY, TECTUM 

10U28*  101*37*  101*65   101*78   101*80 
SURGERY, SMALL  INTESTINE         ,„„,^ 
10117*  10281**  10332*  10333*  10335* 
10351*  10385  10391*  1039U  10U30* 
10807*  10808* 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 

10111   10211   102111   1021*6 
SURGERY, ULCER  _„^ 

10267*  10283*  102811*  10295 
SURGERY, ULCERATIVE  COLITIS 

1031*5*  10U39*  10502*  10501** 
SURGERY, VASCULAR 

10169   10179   10581*  10590*  10621* 
SURGICAL  APPARATUS  AND  TECHNIQUES 

10263  10763* 
SURGICAL  TECHNIQUES, EXPERIMENTAL 

1001*1* 
SURGICAL  TREATMENT  OF  flLEKDING 

10179   10262   10268* 
SURVIVAL  RATES. CANCER 

101i27* 
SYNDROME. BUDD-CH I ARI 

10570* 
SYNDROME, CARCINOID 
SEE   CARCINOIDS 
SEE   SEROTONIN 
SYNDROME, CUSHINOS 

09979* 
SYNDROME, flUBIN- JOHNSON 

10611*  10622 
SYNDROME, GARDNERS 

101*29*  101*52 
SYNDROME, GASTRECTOMY-INDUCED  AFFERENT 

lOPBll* 
SYNDROME, GASTPECTOMY-IHDUCED  DUMPING 

10210   10281** 
SYNDROME, MALLORY-WEISS 

10236 

SYNDROMF.PEUTZ-JEGHERS 

10358   10359   10361*   10365 

SYNDROME, ROTORS 
10612 

SYNDROME. SJOGRENS 

10812* 
SYNDROME. ZOLLINQER-ELLISON 

10527   10809* 

THERAPY, DIETETIC 

10129   101*11* 
THERAPY, MUD 

10599 
THROMBOSIS, HEPATIC  VEIN 
SEE  ALSO   BUDD-CHIARI  SYNDROME 

10558*  10666 
THYMUS  GLAND 

10025* 


10772*  10773* 
101*73   101*81 


10188   10211* 


lOUUl*   lOU^O 
10671*  10770* 

10308   10321 
10668   10726* 


1031*3* 
10509* 


10327 
10325 


1031*7   10350 
10760*  10792 


105U9 

10327   10805* 


10666   10818*  10828 


LOOP 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


SEE 
SEE 
SEE 
SEE 
SEE 


THYROID  GLAND 

10078*  10376   1061*1 
TISSUE  ADHESIVES 
10202*  10590* 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  ABSORPTION 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
09937*  10156  10255  103U2*  101*30*  101*1*5  1061*2 
TOXIC  EFFECTS  ON  ABSORPTION 

09936*  09937*  _„.„_ 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

10156   10830 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 

101*30*  101*1*5 
'°'^iS02'2rr0028:  i"031*  100U8.  lOOSl.*  lOOJS*  10056*  10058. 

10066*  10070*  10095   106U2   1061*6 
TOXIC  EFFECTS  ON  PANCREAS 

10005*  10006* 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 

103U2*  101*30* 
TOXIC  EFFECTS  ON  STOMACH 

09971*  C9996 
TOXIC  HEPATITIS 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
10633  10672*  1067U*  10675* 
TOXINS, BACTERIAL 

09936*  10811*  1081*1 

'sEe'^TMIo'eFFECTS  on  GASTROINTESTINAL  TRACT 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

TOXIC  EFFECTS  ON  LIVER 

TOXIC  EFFECTS  ON  PANCREAS 

TOXIC  EFFECTS  ON  SMALL  INTESTINE 

TOXIC  EFFECTS  ON  STOMACH 
TRANSPLANTATION 
SEE   IMMUNOLOGY 

^"^Xisf  foOui'lOoL*  10069*  10591*  10692*  1069U* 

TRANSPLANTATION, PANCREAS 

10511* 
TRANSPLANTATION, SMALL  INTESTINE 

10362 
TRANSPORT. ION  ,„-,,<<« 

09932*  09931**  09971*  10015*  10126* 
TRAUMA, ABDOMEN 

10671* 
TRAUMA, ESOPHAGUS 

10171 
TRAUMA, LARGE  INTESTINE 

101*88 
TRAUMA, LIVER 

10650   10677   10678 
TRAUMA, STOMACH 

09395* 
TROPICAL  SPRUE 

10U06*  101*15* 
TUBERCULOSIS 

10286   10363   10829 
TYPHOID  FEVER 

10768* 
TYPHOID  FEVER  COMPLICATIONS 
10372 

ULCER  DIAGNOSIS 

10235 
ULCER  DIAGNOSIS, PEPTIC 

10321*   10330* 
ULCER  EPIDEMIOLOGY, PEPTIC 

10317 
ULCER  ETIOLOGY 

10299   10310   10319 
ULCER  ETIOLOGY, PSPTIC 

10305   10313 
ULCER  PERFORATION 

10318 
ULCER  PERFORATION, PEPTIC 

10311   10322 
ULCER  PROPHYLAXIS, PEPTIC 

10271*  10307 
ULCER  SURGERY 

10267*  10283*  1028U*  10295 
ULCER  SURGERY. PEPTIC 

10272*  10291*   10300 

10323   10329   10330* 
ULCER  TREATMENT 

10288 
ULCER  TREATMENT, PEPTIC  .„,-, 

10297   10302   10305   10322   10323 


10318   10325  10327  10805* 
10301   10303   10301*   10308   10321 


aiOERATIVE  COLITIS 

09925*  10291   10336*  10li3S»  XQ\i99*   loSOl*  lOSOlS   10507 
ULCERATIVE  COLITIS  DIAGNOSIS 

101i3U*  lOSOO* 
DLCEHATIVE  COLITIS  EPICEMIOLOQY 

10U99*  10503* 
OlOEPATIVE  COLITIS  EPIDENIOLOOY 

10U99* 
ULCERATIVE  COLITIS  IMMUNOLOQX 

10392*  10505   10587* 
OLCERATIVE  COLITIS  SURGERY 

103U5*  10U39*  10502*  105011* 
ULCERATIVE  COLITIS  TREATMENT 

10502* 
ULCERS 
SEE   ANTACIDS 

SEE   ANTICHOLINERGIC  AGENTS 
SEE   GASTRECTOMY 
SEE   ULCERATIVE  COLITIS 
ULCERS, AGE  FACTORS  IN  PEPTIC 

10295 
ULCERS, BLEEDING  PEPTIC 
10281*  10295   1030<5 
ULCERS, DISEASES  ASSOCIATED  KITH 

10287 
ULCERS, DISEASES  ASSOCIATED  WITH  PEPTIC 

10226   10298 
ULCERS, DRUG  TREATMENT  OF 

10276*  10277* 
ULCERS, DRUG  TREATMENT  OF  PEPTIC 

10292   10313   1031)1 
ULCERS, DRUG-INDUCED 

10266*   10270*  10278*  10279* 
ULCERS, DUODENUM 

09993*  102«7*  10270*  10271*  1027b*  10275*  1027«*  10277* 
10282*  10283*  10285*  10287   10290   10293   10299   10300 
10303   10310   10318   10325   10326   10531*  10817« 
ULCERS, EXPERIMENTAL 

10266*  10280*  10297 
ULCERS, OASTRODUODENAL 

10269   1029U   10320 
ULCERS, GASTROINTESTINAL 

108211 
ULCERS, METABOLIC  CHANGES  IN  PEPTIC 

10290 
ULCERS, PEPTIC 

09925*  10286 
ULCERS, RECTUM 

10U35* 
ULCERS, STOMACH 

09895*  10278*  10287   10288   10291 
10316   10318   10332*  10817* 
ULCERS, STRESS  FACTORS  IN 

10266*  10319 
ULTRASTRUCTURE. LARGE  INTESTINE 

09697 
ULTRASTRUCTURE. LIVER 
09893*  09899   09905 
10053*  10056*  10058*  10065*  10065 
10657 
ULTRASTRUCTURE, PANCREAS 
10005*  10011*  10C12* 
ULTRASTRUCTURE. SMALL  INTESTINE 

103U2* 
ULTRASTRUCTURE. STOMACH 

09695*  09900 
UREA 

09995* 
UREA  METABOLISM, LIVER 
10019*  10598 


10302   10512   10315 


10293   10299   10310 


lOOai*  10027*  10036*  1001i2*  10052* 
10567*  10583*  10611 


VIRAL  HEPATITIS  IMMUNOLOGY 

10057*  IOS8I1*  10681*  10682*  10665*  IO686*  10667*  10688«' 

10689*  10696*  10711   10719 
VIRAL  HEPATITIS  PROPHYLAXIS 

10693*  10695*  10700 
VIRAL  HEPATITIS  TREATMENT 

10680* 
VIRAL  HEPATITIS, DISEASES  ASSOCIATED  WITH 

10686*  10667*  10713 
VITAMIN  A 

106111 
VITAMIN    B12 

10081   10860* 
VITAMIN  B12  ABSORPTION 

09930*    IO3I18      IOI1O3*    101(05» 
VITAMIN    B12    IN    LIVER 

10081 
VITAMIN  D 

09916*  10576* 
VITAMIN  DEFICIENCIES 

09916* 
VITAMIN  DEFICIENCIES  IN  MALABSORPTION 

IO3I18   10U06* 
VITAMINS 
SEE   LIVER 
SEE   MALABSORPTION 
VOLVULUS, SMALL  INTESTINE 

IO3I1O*  1031ll»  10383 
VOLVULUS, STOMACH 

10219   102li6 
VOMITING 

10160* 

WATER  ABSORPTION 

09911*  09920*  099311* 
WATER  METABOLISM 

107U1   10808« 
WATER  METABOLISM, GASTROINTESTINAL 

IO6OI1* 
WILSONS  DISEASE 

10561* 
WOUND  HEALING 

10116*    10202*    101i28« 

XYLOSE  ABSORPTION 

0993U» 
XYLOSE  IN  MALABSORPTION  DIAGNOSIS 

IOUI3* 

ZENKERS  DIVERTICULUM 

10177 
ZINC 

IOOI16*    1007U* 


VAGOTOMY 

09973*  0997I1*  09978*  09993*  10077*  10166*  10167*  10196» 

1021ill   10269*  10272*  10271l»  10279»  10282*  10283*  10303 

10321   10326   10326   10329 
VARICES, ESOPHAGUS 

10161*  1016U*  10169   10175 

IO75I1   10605*  10863 
VASCULAR  DISEASES, MESENTERY 

10127   1011l7   10331*  IO3I1U*  10361 
VASCULAR  SURGERY 

10169   10179   10581*  10590*  106211 
VILLOUS  RECTUM  NEOPLASMS 

101i65 
VILLOUS  SMALL  INTESTINE  NEOPLASMS 

10375 
VIRAL  HEPATITIS 

10701   10702   10703   10709 
VIRAL  HEPATITIS  COMPLICATIONS 

10708 
VIRAL  HEPATITIS  EPIDEMIOLOGY 

10681*  10699   10711   10716 
VIRAL  HEPATITIS  ETIOLOGY 

106611* 


10179      10160      10570*   107311* 

10386   10810*  10818* 
10666   10618*  10828 


10713 


4# 


>^mmy. 


DEPARTMENT  OF 

HEALTH,  EDUCATION.  AND  WELFARE 

PUBLIC  HEALTH  SERVICE 

NATIONAL   INSTITUTES   OF   HEALTH 

BETHESDA,  MO.       200  14 


OFFICIAL  BUSINESS 

PENALTY    FOR   PRIVATE   USE   $300 


CORRESPONDENCE  CONCERNING  THIS  PUBLICATION 

PAID  SUBSCRIPTIONS:  If  your  address  has  changed  and  you  wish  to  continue  receiv- 
ing this  publication,  please  check  here  ,  enclose  address 
label  from  this  publication  and  your  new  address,  and  send  to: 

SUPERINTENDENT  OF  DOCUMENTS 
U.S.  GOVERNMENT  PRINTING  OFFICE 
WASHINGTON,  D.C.  20402 

If  your  address  has  changed  and  you  wish  to  continue  receiv- 
ing this  publication,  please  check  here  ,  enclose  address 
label  from  this  publication  and  your  new  address,  and  send  to: 

SCIENTIFIC   COAAMUNICATIONS  OFFICE 
NATIONAL  INSTITUTE  OF  ARTHRITIS,  METABOLISM, 

AND  DIGESTIVE  DISEASES 
NATIONAL  INSTITUTES  OF  HEALTH 
BUILDING  31,  ROOM  9A-03 
BETHESDA,  MARYLAND    20014 

Individual  copies  should  be  purchased  from  the  Superintendent  of  Documents. 


FREE  SUBSCRIPTIONS: 

Contractors,   Grantees, 
and  Medical  Libraries 


DHEW  Publication  No.   (NIH)   73-66 


GASTROENTEROLOGY 


ABSTRACTS 


AND 


CITATIONS 


NATIONAL  INSTITUTE  OF  ARTHRITIS,  METABOLISM,  AND  DIGESTIVE  DISEASES 


U.S.  DEPARTMENT  OF 

HEALTH,  EDUCATION,  AND  WELFARE 

Public  Health  Service 
National  Institutes  of  Health 


INDEX  ISSUE 
VOLUME  6,  NO.   12 


Index  Issue,  1971 


GASTROENTEROLOGY  ABSTRACTS  AND  CITATIONS 

A  monthly  publication  of  the 

National  Institute  of  Arthritis,  Metabolism  and  Digestive  Diseases 

Editor 

Frank  P.  Brooks,  M.D.,  Philadelphia 

Associate  Editors 
(Philadelphia) 


Sidney  Cohen,  M.D. 
Jul ius  J.  Deren,  M.D. 
Phil ip  G.  Holtzapple,  M.D. 
Geobel  A.  Marin,  M.D. 
J.  Donald  Ostrow,  M.D. 
Edward  C.  Raf fensperger ,  M.D. 
Roger  D.  Soloway,  M.D. 
Jordan  B.  Weiss,  M.D. 

Editorial  Advisors 

Thomas  P.  Almy,  M.D.,  Hanover,  New  Hampshire 

Wilfrid  I.  Card,  M.D.,  Glasgow 

Charles  F.  Code,  M.D.,  Rochester,  Minnesota 

Morton  I.  Grossman,  M.D.,  Los  Angeles 

J.N.  Hunt,  M.D.  ,  London 

Franz  J.  Ingelfinger,  M.D.,  Boston 

Joseph  B.  Kirsner,  M.D.,  Chicago 

0.  Dhodanand  Kowlessar,  M.D.,  Philadelphia 

Leonard  Laster,  M.D.,  Bethesda,  Maryland 

Milton  J.  Matzner,  M.D.,  Westport,  Conn. 

Marvin  H.  Sleisenger,  M.D.,  San  Francisco 

Borje  Uvnas,   M.D.,    Stockholm 


Literature  Selected,  Abstracted,  and  Indexed 
by 


3i  Company  -  Information  Interscience  Incorporated 
2101  Walnut  Street,  Philadelphia,  Pa. 

S.  Sim  Kessler,  Project  Director 

Contract  Number  NIH-71-2071 
with  the  PHS,  USDHEW 


DHEW  Publication  No,  (NIH)  73-66 


PREFACE 


GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS    is    a  PU^Hca    ion  o       ^^;        °  ^  ^  -,^'  f,  ^  %  Sat 

Metabolic  Diseases.     This   specialized   '"J^^-^'-^^^J^f  institute   ^  mlet!ng   it     obngations   to  foster 
need    in   the  field  of  gastroenterology  and   to  f  !'^^^.  f  "^^  J^J' '^3'^3;",  ""anS  Serapy  of  diseases  of   the 
and  support   laboratory  and  c   .n,cal    '•-^^J^l^-J^.J^^LOrYArskAcS  and  CITATIONS  niakes  available 
gastrointestinal    tract.      Publ.cat.on  f  ^^^™!™^7f,^'™^^  published  throughout   the 

:;^.?r:°"App:o^Ji:ateW^o;e^^tR?rd  Tf "thr^iratfrs  ^d;:l?nr:itrthe  Jjor  aspects  of  gastroenterology 
have  accompanying  abstracts. 

The    issuing  of   GASTROENTEROLOGY  ABSTRACTS  and   C-TAT.ONSu«der   the   auspices  of   J^^^;^^^';-:^;?:;;^"^^:  ^l,, 
Arthritis  and  Metabolic  Diseases  will    Pjl^^^^^/^^V^^^  .^3^ f,  .^^.^fn   thif?  e^d^  and  great 

facilitate  greater   integration  of   ''"^^^^V.^J^^;' "' "l.f  Ig^es      t   imperative  that  an  appropriate  service 
diversity  of  publications    in   the  area  of  f ^^-^^^^'^^^'^Sy  makes    .t.p  egress  with  a  minimum 

be  available   to   investigatorsand  P-^^'J-^^/^J^^V^^,  '^^^3;:U3trzerco^^^  of  current  published 

If  "^he  ruMn:t;:n^:i^rprfvirthrfr::t:;ru:ef:fn;:i  ir^hese   interested   investigators  will 
contHbute  ?heir   ideas  and  comments   for  consideration  whenever  possible. 

and  author  indexes  are  published. 

TMS  publications    Is  avsHable   W  .0  »'<'°"f  ^",nlrs"h<:;s""R:5ulsu1"  "Li:":::n?Ud-°^''"'   '" 
the  field  of  gastroenterology  and   i.branes  of  ^dical    =*~^-      J^"";',  ,       ,„  „  „„tract  number  and 

;sf  :;ji:':fiH:tr;ro;rt'  '°iz  t^^fi^rz  z\i.z'l^t,i'^^'o...r  .^.u..o„.  sbo„id 

be  addressed  to: 

Scientific  Communications  Office 
National  Institute  of  Arthritis, 

Metabolism,  and  Digestive  Diseases 
National  Institutes  of  Health 
Building  31,  Room  9A-03 
Bethesda,  Maryland  20014 


Otber  individuals  and  libraries  »a,  re=ei„  this  publication  by  ^^X^'"' lUtlf^l^l^Ti  T'vlT'r' 
of  Documents,  U.S.  Government  Printing  0  f,ce  *'^  M'"j  Si'.dd ft  on^l  1  and  Sl^S  fof  a  single  copy. 
itZT.t   =r::tr;d":1d:an","annhe!ror:or"rder\bou,dbe  made  payable  to  the  Superintendent 
of  Documents. 


CONTENTS 


Subject  Index 1303 

Author  I  ndex 1358 


The  Secretary  of  the  Department  of  Health,  Education,  and  Welfare  has  determined 
that  the  publication  of  this  periodical  is  necessary  in  the  transaction  of  the 
public  business  required  by  law  of  this  Department.   Use  of  funds  for  printing 
this  periodical  has  been  approved  by  the  Director  of  the  Office  of  Management  and 
Budget  through  April  30,  1975. 


For  sale  by  the  Superintendent  of  Documents,  U.S.  Government  Printing  Office,  Washington 
0.  C.  20'»02.   Subscription  price  per  year  in  the  United  States,  Canada,  and  Mexico,  $16.00; 
foreign,  $^.00  additional;  and  $1.25  for  a  single  copy.   Payment  is  required  in  advance, 
and  check  or  money  order  should  be  made  payable  to  the  Superintendent  of  Documents. 


1303 
SUBJiCT  INDEX 

MUHBERS  FOLLOWED  BY  AN  ASTERISK  (*)  REFER  TO  ABSTRACTS  IN  THE  TEXT.   OTHER  NUMBERS  REFER  TO  CITATIONS  ONLY. 


03461* 

05373 

008E4 

01686 

04463 

04478 

0571  2 

05715 

08S52 

08551 

10451 


ADOOMEN  ASOINA 

SEE   MESENTERY  VASCULAR  OISEAS 
A6CCMEN  AKGICGRAPHY 

00320   00351   02153 

05373   06545   06547 

08311   08829*  09219 
ABOOfEN  ANOMALIES 

00833   06263*  06269 
ABDOMEN  CANCER 

08930 
ABDOMEN  CIRCULATION 

00759   01678*  01692 
ABDOMEN  DIAGNOSIS 

00320   00348   00349 

02944   03461*  03861 

05366   05378   05661 

07151*  08319   08326 
ABDOMEN  Dl AGNCSIS. ACUTE 

03566   C6543   09620* 
ABDOMEN  DISEASES 

08952 
ABDOMEN  ENDOSCOPY 

00322   00323   00349 
ABDOMEN  ETIOLOGY.ACUTE 

10  862 
ABDOMEN  HERNIA 

01701   03932   06860 
ABDOMEN  IN  CHILDREN 

01674*  01723   02679 

06950   08951    08982 
ABDOMEN  IN  CH ILOBpN , ACUTE 

07695    09469 
ABDOMEN  INFECTIONS 

SEE   PERITONITIS 
ABDOMEN  INJURIES 

05365 
ABOOCEK  NFCPLASHS 

00838   01724   02182   05363 
ABDOMEN  NEOPLASMS. BENIGN 

06267 
ABDOMEN  NEOPLASMS.MAL IGMANT 

01723   09479*  09851* 
ABDOMEN  PAIN 

00491   00796   00797 

02617*  03227*  03535 

08326   08902   08950 
ABDOMEN  PARACENTESIS 
SEE  ALSC   ABDOMEN  DIAGNOSIS 

03464*  07480*  07724*  07728* 
ABDOMEN  PERFORATION 

07195   0748C*  08826* 
ABDOMEN  RADIOLOGY 
SEE  ALSC   AEDOMEN  DIAGNOSIS 


02177 

02179 

C2928 

02988 

04463 

065*8 

075  04 

075  0  7 

07528 

07885 

09877 

09909 

10624 

07177 

C2162   02604*  02677 

04714   05199  05365 

05716   05717  05718 
09210*  10608 


00835   00838   07174   08306 


08536 


04485 
09B75 


08809 
06267 


07721   08041   08326 


06946   08060 


00870 

01351* 

C1500 

01691 

02604* 

04422* 

04459* 

05336* 

05351 

05374 

08951 

09245 

09875 

01701 

01715 

01716 

02124 

02679 

02988 

03861 

06453* 

07162 

07195 

07520 

08663 

09219 

09302* 

09624 

ABDOMEN  SURGERY 

00406 

00874 

01371* 

02616* 

02670 

03017 

03595 

04487 

04913* 

05052 

05375 

05376 

05392 

05787 

06003 

06268 

07158 

07177 

07520 

08011* 

08015* 

08026 

08047 

08055 

08552 

08964 

09246 

09251 

09360 

09843* 

09859 

10195* 

10384 

10851 

ABDOMEN  TRAUMA 

00351 

01370* 

01689 

01719 

02677 

04  042 

04466 

04468 

04479 

04913* 

05104 

0  5  365 

05880 

06  58  3 

06768 

07006 

07123 

07143 

07181 

07196 

07480* 

07505 

07533 

07676 

07678 

07724* 

07799 

07885 

07899* 

07900* 

07904 

08036 

08044 

08049 

08063 

08548 

08559 

08826* 

08839 

08973 

09863 

10671* 

ABDOMEN  TPAUMA  IN  CHILDREN 

06790 

07692 

07895* 

08830* 

08834 

ABDOMEN  TREATMENT 

04466 

05364 

07195 

07196 

08044 

ABDOMEN, ACUTE 

00645 

00854 

01446 

01690 

02630 

0344  6 

04138 

04478 

04485 

05375 

05376 

05378 

06294 

07162 

07174 

07999 

■08014* 

08036 

08055 

08968 

08981 

08982 

09271 

10810* 

10832 

ABDOMEN, AGE  EFFECTS  ON 

02630 

ABSCESSES 

01696 

05912* 

ABSCESSES 

.LARGE 

INTESTINE 

07751 

ABSCESSES 

•LIVER 

02689 

02692 

02694 

02696 

03375 

0382  7* 

04264* 

04285 

05203 

05206 

061  19 

06  130 

06131 

06132 

06142 

06245 

06286   06967*  08784   08809   09884 

10656 
ABSORPTION  IN  CHILDREN 

00049*  00C56*  06813*  09915* 
ABSORPTION  STUDY  TECHNIQUES 

01205*  01206*  06355   09200*  09202* 
ABSORPTION, AGE  EFFECTS  ON 

00070   04559   06341*  06350*  06813* 

09022*  09034   09922*  09930* 


0992  1* 

07237*  08122*  08130* 


ABSORPTT  ON. ALCOHOL 

04088   04549*  09928* 

ABSORPTION. AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 
00044*  00052*  00053*  OOObb* 
00945*  00966   00967   01664* 
02056*  02081*  02342   02343 
06344*  06362   06363   07246* 
08134   09032   09033   09922* 
10401* 

ABSORPT ION. AMMONI  A 

00954*  01845*  06186* 

ABSORPTION. BILE  ACID 

05309   09804*  10807* 

ABSORPTION, BILE  SALT 

00942*  00958*  07254*  07982* 

ABSORPTION. BILIARY  TRACT 
03646*  07258 

ABSORPT I ON, CALCIUM 

0003B*  00039*  00040*  00041* 
00972   02066   02069   02737* 
03649*  03650   03652   04530* 
05448*  06611*  07253*  08632 
10576* 

ABSORPT I  ON, CARBCHYORATE 

00956*  01661*  03640*  04556 
06812*  07249*  08134   08616* 
09915*  09917*  09922*  09924* 

ABSORPT I ON, CHLORIDE 
03632*  06817* 

ABSORPT I  ON, CHOLESTEROL 

00942*  00957*  01955*  03642* 

ABSORPT ION,COeALT 
01834*  07248* 

ABSORPTION, COPPER 
07039* 

ABSORPT ION, DRUG 

00037*  00072   00083   00224 
04978*  06348*  07243*  07245* 
09031   09062*  09925*  09926* 

ABSORPT ION. DRUG  EFFECTS  ON 

01654  02061  02069  04544* 
06348*  07238*  07240*  07241* 
08119*  08241*  08242*  09913* 

ABSORPT I  ON, ELECTROLYTE 

02742*  06346*  07240*  08116* 

ABSORPTION, FAT 

00045*  00056*  00264*  00978 
03645*  03793*  04917*  04979 
06827   06947   07705*  07954* 

ABSORPT ION, FATTY  ACID 

00050*  00081  00958*  00959* 
07254*  08117*  08629   09028* 

ABSORPTION, FOLIC  ACID 

00049*  00054*  00951*  009S2* 
05441*  05454*  06349*  10403* 

ABSORPT ION, FRUCTOSE 

00057*  04986   07239*  07249* 

ABSORPT I  ON. GALACTOSE 

00046*  04987   04993   04997 

ABSORPT I  ON. G ALL BLAbDER 

02732*  02733*  02838*  03653 
08128* 

ABSORPT I  ON. GASTROINTESTINAL 

00072   00074   00242   00363* 
00960   00970   00974   01765 
01853   01856   01857   01858 
02749   02904*  03179   04608* 

ABSORPT I  ON. GLUCOSE 

00047*  00048*  00944*  00964 
01844*  01851   02061   02062 
04977*  04987   04993   05437* 
05554*  06191*  06343*  06364 
09026*  09913*  09914*  10413* 

ABSORPTION. HORMONAL  CCNTROL  OF 
00038*  00086   00952*  00971 

ABSORPT ION, IRON 

00036*  00085   00830*  00960 
01835*  02290*  03622*  03630* 
05435*  05438*  05591   05771* 
06739*  07248*  08293*  08413 
ABSORPT ION, LACTOSE 

00231*  04078*  04092   04675* 
05004   05921*  05923*  05928* 
10398*  10407*  10503* 
ABSORPTION, LARGE  INTESTINE 

00062*  00069   00086   00953* 
03632*  03641*  04543*  04551 
06347*  06353*  06365   07262 
09023*  09029*  09035   09921* 
ABSORPTION, LIPID 

00946*  00956*  01840*  01853 
03661   03662   04080*  04101 
07242*  07309*  07718   08119* 
09362   09370   10133* 


00062*  00075   00078 
01841*  01842*  01846* 
02739*  04540*  06260* 
07256   07261   08112* 
09931*  09939*  09940* 


08113*  09912*  09919* 


00948*  U0949*  00968 

03489*  03547*  03627* 

04533*  04544*  04553 

09916*  09918*  09934* 


00082 
02055* 
05262* 
08132 
10  015* 


00969 
0362  8* 
04  55  7 
10414* 


04917*  059J1  05936 
08638  09027*  09030 
09931*     09932*    09939* 


05942 
0991  0* 


04547*     04548*    u5288*     09024* 


03657 
08389* 
1064  8 

0546  3 
0732  1* 


0362  5* 
0654  1* 


00979  027*9  03635* 

08115*  08120*  08129* 

09927*  09936*  10022* 

04560  0b*42*  05449* 

07242*  07249*  07250* 

09927*  09940*  10403* 

08121*  08290*  09034 

01298*  01362  03623* 

05338*  06216*  06345* 

08616*  08960  09929* 

018*0*  03654  03655 
10858* 


00975        00976       01855        0544  0* 

07251*  09913*  09914* 
05443*  08118*  10413* 
03658        04537*    06217*     07982* 


00563  00639*  00949* 

01837*  01848  01850 

02064  02627  02739* 
09927* 

00965  01159*  01669* 

02738*  03624*  03631* 

05443*  05444*  05445* 

07238*  07239*  07321* 


09916*     09931* 

01219       01832*    01833* 
03633*    03634*    0**03 
05937        06351*    06358 
09693        09935*    09938* 

0*98*        04985       0*997 
059*0        06261*    06815* 


0095**  02396*  027*2* 

0*558  05461  06185* 

08115*  0812**  08133 
0992** 

027*7*  03601*  03654 

0453S*  0*55*  054  13* 

08521*  08621*  09024* 


0095  5* 
01851 
0274  0* 


0 1  84  3* 
04  54  2* 
05**6* 
08116* 


0183** 
0*53  6* 
06359 


0*998 
09480* 


02751 
06186* 
0902 1* 


03  65  5 
0634  1* 
09025* 


C4S56 
Oe616< 


03663  03664  03665 
C4975*  05927*  05933 
09022*  09032   09937* 


0  3  655 
03665 


ABSORPTION, LIVER 

02746*  03630*  03639*  03644*  03647*  C3659   04554   05451* 
05455   05459   05460   05566   08234*  08274   09723 
ABSORFT I  ON •MAGNESIUM 

04  087   08  62  5 
ABSORPTION. MANGANESE 

05464    09938* 
ABSOr.PTIOK.MINFRAL 

SEE    TRACE  ELEMENT  AND  MINERAL  ABSCfiPTICN 
APSOPPTICN.NITROGEN 

06262* 
ABSORPT I  ON. PANCREAS 

03646* 
ABSORPT I ON.PMOSPH CPUS 

09021  * 
ABSORPTION, POTASSIUM 

08126* 
ABSORPT lON.PRCTEIN 

02053*  02054*  02739*  03623*  03640 
04539*  0454C*  04552   04555 
05935   05937   07246*  08135 
ABSORPTION. SMALL  INTESTINE 

00036*  00042*  00043*  00044*  00C47*  OCOSC*  00052*  00054* 
00055*  00056*  00057*  00065*  00066*  00070   00073   00076 
00078   00079   00080   00081   00082   00196*  00276*  00766* 
00889   00939*  00940*  00941*  00943*  C0944*  00945*  0C946* 
00947*  C0950*  00953*  00956*  00957*  00958*  00959*  00961 
00962   00963   00964   00966   00967   00973   01616   01817 
01832*  01834*  01835*  01836*  01638*  01839*  01840*  01841* 
01842*  01843*  01344*  01845*  01846*  01852   02063   02081* 
02290*  02291*  02315   02333*  02628   02734*  02736*  02737* 
02738*  02743*  02745*  02745*  02747*  02750   02774   02845* 
02912*  03150*  03185*  03168*  03547*  03601*  03601*  03622* 
03623*  03624*  03625*  03626*  03629*  03631*  03632*  03633* 
03634*  03636*  03637*  03638*  03639*  03640*  03642*  03643* 
03645*  03649*  03650   03651   03652   C3653   03654 
03656   03657   03660   03661   03662   03663   03664 
C3672*  03793*  03794*  04025   04077*  04078*  0407Q*  04080* 
04082*  04101    04210*  04211*  04212*  04510*  04530*  04531* 
04532*  04533*  04534*  04535*  04536*  04538*  04539*  04540* 
04'=42»  04'=44*  04546*  04547*  04548*  04549*  04550*  04552 
04553   04555   04556   04557   04559   04560   04622*  04670* 
04914*  04917*  04919*  04970*  04972*  04975*  04976*  04977* 
04978*  04979   04981    04983   04994   04999   05283*  05413* 
05437*  05438*  05439*  05440*  05441*  05442*  05443*  05444* 
05445*  05446*  05447*  05448*  05449*  05452*  05453*  05454* 
05456   05457   05458   05462   05463   05465   05603*  05619 
05893   05915*  05921*  05923*  05927*  05931    05934   05936 
05937   05942   06036*  06185*  06290*  06343*  06344*  06346* 
06347*  06352*  C6360   07236*  07237*  07240*  07241*  07242* 
07244*  07246*  07247*  07249*  07252*  07253*  07254*  07255* 
07256   07257   07259   07260   07696   07719   08112*  08113* 
C6114*  08115*  08117*  08118*  08120*  08121*  08122*  08123* 
08125*  08126*  08131   08577   09024*  09026*  09029*  09030 
09033   09433*  09844*  09911*  09917*  09918*  09919*  09920* 
09921*  09923*  09926*  09929*  09932*  09938*  09939*  10385 
AB  EORPT I CN. SCO  I UM 

00069   00077   01843*  03632*  03641*  04551    05453   07247* 
07262   07455   08133   09023*  09920*  09923*  09934* 
ABSORPTION. STOMACH 

00068   03635*  05434*  05435*  05436*  0634  1*  07236*  08120* 
08180*  08389*  09036   09062*  09362   09926* 
ABSORPTION. STRONTIUM 

00041*  00042* 
ABSORPT ION. SUCROSE 

05003 
ABSORPT I  ON. THIAMINE 

01856   01667   04088 
ABSORPTION. TOXIC  EFFECTS  ON 

09936*  09937* 
ABSORPTICN. TRACE  ELEMENT  AND  MINERAL 
01833*  01837*  01838*  01839*  072^7 
ABSORPT lON.V IT  AMI N 

00947*  01858   02739*  02740*  03627*  03628*  04534*  04917* 
04981   05461   05493*  07  106*  08127* 
ABSORPTION. VI TAMIN  B12 

00950*  00973   00974   00976   01205*  01206*  02126 
02336*  02409*  06350*  07236*  07237*  07705*  07788*  08125* 
09845*  09930*  10348   10403*  10405* 
ABSOPFT ION. WATER 

00076   00253   00510*  00903*  00939*  0094  1 
01843*  02291*  05462   06365   07247*  07262 
06133   09023*  09029*  09034 
ABSORPT ION, XYLOSE 

04546*  09934* 
ABSORPTION. 2  INC 

01836*  03636*  07250* 
ACETYLCHOLINE 

00195*  01899 
09061*  09129* 
ACHALASIA 

00380  01293 
03020  03036 
04747  04765 
09278   10174 


08411   08474   09297* 


02332* 


01013*  01804* 
08116*  08121* 
09911*  0992 C*  09934* 


04891    05470*  06366*  06374*  08169*  09038* 


01294 

03092 


05721*     05729 
10214 


02109       02191*     02772        02994*     03013 
03993        04724*     04729*    04732*     04733* 
05757        05758        08336*     08504 


02  80  7 

03  04  8* 


ACHLCBHYDRI A 

00393*  01301*  01653*  03903*  04816 
10261 
ACHLCRCHYORI A 

02644 
ACID  METABOLISM 

029C3 
ACID  PHOSPHATASE 

08269 
ACID  SECRETION. HORMONAL  CONTROL  OF  STOMACH 

00131*  00132*  00133*  00136*  00137*  00143*  00145*  00146* 
00148*  00157   00158   00159   00163   0016S   0  0166   01913* 
01914*  01916*  05496* 
ACID  SECRET  ION, STOMACH 

00134*  00138*  00139*  00141*  00142*  00  144*  00147*  OOISO* 
0C152*  00153  00168  00294  003  00  00301  00302  00367* 
00383  00444*  00448*  00449*  00461*  00492  00625*  00727 
00918  01011*  01013*  01014*  01015*  01016*  01018*  01022* 
01026*  01034*  01035*  01195*  01209  01274*  01300*  01329* 
01343*  01344*  01905*  01906*  01907*  01908*  01910*  01912* 
01916*  01923  01924  01931  01935*  02117  02134  02252* 
02253*  02272  02756*  02785*  02766*  02787*  02788*  02790* 
02791*  02792*  02798*  02800*  02801  02802  02305 
02811  02812  02814  02850*  02916*  02931*  02949 
03081  03107  03121*  03123*  03127*  03128*  0  3129*  0313  0* 
031^2*  03133*  03143  03145  03567  03588  03698*  03699* 
03701*  03702*  03703*  03705*  03706*  03707*  03708*  03710* 
03712*  03713*  03714*  03715*  03716*  03717*  03721  03724 
03726  03730  03828*  03856  03903*  03904*  03912*  03937 
03941  03972*  03987  04267*  045  07*  04596*  04599*  04602* 
04604*  04606*  04509*  04611  04612  04769*  04774*  04775* 
04779*  04783  04786  04816  04828  04844*  04848*  04  85  2* 
04853*  04856*  04859*  04862*  04874  04878  04885  05166 
05314  05340*  05341*  05435*  05486*  05487*  05488*  05494* 
05495*  05496*  05497*  05498*  0S499*  05500*  05501*  05502* 
05504*  05507*  05508*  05509*  05510*  05512  05513  05515 
05516  05'=17  05518  05519  05520  05521  05523  05627* 
05768*  05773*  05777  05779  05819*  05820*  05826*  05829* 
05832*  05838  05853  05854  05860  05871  06259*  06401* 
06402*  06403*  06404*  06405*  06406*  06407*  06408*  06409* 
06419  06420  06422  06669  06745*  07280*  07281*  07284* 
07287*  07289*  07290*  07292*  07293*  07296*  07310*  07586* 
07616*  07621*  07630  07635  08137*  08164*  0  8165*  08167* 
03169*  08171*  06173*  08174*  08175*  08176*  08177*  08179* 
08181*  08184*  08185*  08186*  08187*  08194  08289*  09314 
08427  08477*  08480*  08489  08509  09058*  09060*  0906  1* 
09063*  09067*  09069*  09070*  09071*  09072*  09074*  09075* 
09078*  09171*  09211*  09231  09232  09289*  09379*  09380* 
09383*  09399  09475  09842*  09873  09967*  09968*  09969* 
C9970*  09973*  09974*  09975*  09976*  09977*  09978*  09979* 
09981*  09983*  09986*  09988*  09989*  09991*  09993*  09994* 
09997  09998  10167*  10198*  10244  10261  10269*  10271* 
10273*  10278*  10283*  10317 
ACID  SYNTHESIS. FATTY 

01762   01964*  02000   05423 
ACID  SYNTHESIS. LIVER  NUCLEIC 
00212   01094   01149   01150 
07335*  07379 
ACIDOSIS 

00699*  00754 
10158*  10753 
ACUTE  ABDOMEN 

00645   00854 
04485   05375 
08014*  08036 
10632 
ACUTE  ABDOMEN  DIAGNOSIS 

03586   06543   09620*  H 
ACUTE  ABDOMEN  ETIOLOGY 

10862 
ACUTE  ABDOMEN  IN  CHILDREN 

07695   09469 
ACUTE  APPENDICITIS 

03264   03279   04130 
05958*  07037 
ACUTE  HEPATITIS 

00724   00725   00727 
03434   04327*  04363 


10324   10328   10335* 


05424   05582   07375 

OllSl   03768   06462*  07316* 


08253 

05388 

07833* 

08197* 

09857 

10006* 

1006  2* 

0  1446 
05376 
08055 

01690 
05378 
08968 

02630 
06294 

06981 

03446 
07162 
08982 

04138 
07174 

09271 

0447  8 
07999 

1081 0* 

04133   04139   04164   04459*  05028 


02494*  03421*  03426*  03429 
04375   04376   04377*  05  146* 


01566 

„, .   . 04372 

05218   05225*  05226*  06168*  07054*  07905   07909*  07911* 
08856   10692* 

ACUTE  PANCREATITIS  „..-,^ 

00643*  00644*  00646  00649  01472  01473  014  74  01475 
01476  01477  01479  01482  02424  03323*  03325*  03332 
03334  03337  04239*  04241*  04242*  04243  04245 
04252  04253  04256  04700*  04701*  05120*  05126 
05131  05133  06q50*  06056  06057  06058  06059 
06951*  06952*  06953*  07035  07812  07813  07818 
08742*  08748  08749  09616*  09617*  09620*  09621*  0962  3 
09624   09625   10531*  10532*  10533*  10539   10547   10548 

ACUTE  PANCREATITIS  ETIOLOGY 
06950*  06952* 

ACUTE  VIRAL  HEPATITIS  „,c-»q. 

00653*  00707.  00711*  00728   01575*  01576*  01577*  01579* 
01583   01S88   01593   02512*  02514*  02527 
05227*  06175 


0424  9 
05130 
0694  9* 
0781  9 


04360   04370 


1305 


04475   04913*  04948   06736*  07158   06015* 


105S0* 


01024*  04501*  08497 
10510* 


ADENOMA 

01428   02302 
ADHESIONS 

02093   04055 

08540   09430*  10337* 
ADHESIVES, TISSUE 

09876    10202* 
ADRENAL  GLANDS 

00210   01023* 

10096   10287 
ADRENERGIC  AGENTS 

00108   00114   00118   00238*  00986*  01003 

02764*  02765*  04575*  04581*  06426*  06427* 

07264*  07266*  07475*  08143*  08179*  09038* 

09172*  09190*  09191*  09949*  09955*  09959* 
ADRENERGIC  BLOCKING  AGENTS 

00238*  00988*  01003   01869*  07266*  06143* 

09085*  09129*  09172*  09191*  09949* 
AFFERENT  LCCF  SYNDROME . G ASTPECTOMY- I NDUCED 

00256*  00456*  00482   01339*  01392*  02221* 

10284* 

AFLATOXIN 

SEE  ALSO 

SEE  ALSO 

01570 


09145   09354    09905 


01174*  02755* 

07105*  07206* 

09085*  09106* 

10004*  10344* 


08179*  09049 


03955   06654 


LIVER  CARCINOGENESIS 
STOMACH  CARCINOGENESIS 
04274*  04295   04336   04389*  06238*  09713*  09719 

10048*  10068    10651 
AGE  EFFECTS  CN  ABDOMEN 

02630 
AGE  EFFECTS  ON  ABSORPTION 

00070   04559   06341*  06350*  06813*  07237*  08122*  08130* 

09022*  09034    09922*  09930* 
AGE  EFFECTS  ON  BILIARY  TRACT 

04427   09000* 
AGE  EFFECTS  ON  GALLBLADDER 

04434   09000* 
AGE  EFFECTS  ON  GASTROINTESTINAL  TRACT 

00074   00875   00876   02631    02681 

08946    10112* 
AGE  EFFECTS  ON  LIVER 

00004*  00005*  00006*  03347*  05175 

07330*  07340*  07353   07354   07363 

08258   08262   06273 
AGE  EFFECTS  CN  PANCREAS 

02825   03315   04617* 
AGE  EFFECTS  ON  RECTUM 

07214 
AGE  EFFECTS  CN  SMALL  INTESTINE 

03801*  03811    04664   06347*  07220 

10104*  10108   10122*  10399* 
AGE  EFFECTS  ON  STOMACH 

03986   03992   07627*  07628*  08147 
AGE  FACTORS 


C6277   08135   06945 


090C1*  09020 


0632  7 
07  39  2 
09126* 


06471    06487 
07416   07886 


06317   06428   06208   10000* 


09003*  09019   09170* 


08163* 


00926 
01632 


00837  00912 

01150  01290 

02101*  02218*  02255* 

02903  03529  03586 

04013  04411*  04427 

06798*  07663  06010 

09565*  09626  10185  10517 


10295 


00075   00763*  00636 

00972   01036*  01143 

01953*  02046   02067 

02630   02631    02670 

03801*  03986   03992 

05419   05748   05787 

08912   09337 
AGE  FACTORS  IN  APPENDICITIS 

10  461 
AGE  FACTORS  IN  CANCER 

06616*  06621*  10204* 
AGE  FACTORS  IN  CHOLELITHIASIS 

00785   00786   02570*  07990 
AGE  FACTORS  IN  PEPTIC  ULCERS 

00464   04884   08490   09366 
AGE  FACTORS  IN  ULCERS 

06682* 
ALBUMIN 
SEE  ALSO   LIVER 
SEE  ALSO   PLASMA  PROTEINS 

01976*  02042   02340   02741*  03239 

06335 

07384 
ALCOHOL 
SEE  ALSO   FATTY  LIVER 
SEE  ALSO   PANCREATITIS 

00120   00791    00996 

07266*  07304*  07581*  07880 

09512*  10665    10672*  10838 
ALCOHOL  ABSORPTION 

04088   04549*  09928* 
ALCOHOL  EFFECTS  ON  LIVER 

00661*  00737*  00736*  00741^ 

00753   01558*  01566   01567 

02036   02037   02038   02425*  02445*  02451* 

02496   02559*  03407*  03416   03417   03458* 

04326*  04327*  04328*  0439C*  04392*  04394* 

04654   05210*  05214*  05272*  05280   05569 

06155   06159   06445*  07028   07040*  07045 

07345*  07346*  07355   07394   07506   07856 

07958*  06226*  08277   08282   08603   06823* 

09056   09107*  09113*  09636*  09643*  09649* 

09787   10027*  10038*  10042*  10043*  10044* 

10076*  10583*  10633   10635    10673*  10675* 


00929 
01686 
02379 
03599 
05175 


00971 
01618 

02404* 

03665 

05392 


08087*  08298 
10649 


06411*  06414*  06425*  06464*  06606* 
06867*  10040*  10536* 


03826*  04655   06328 
07244*  07383 


01668*  03125*  03550 
09088*  09114* 


00742   00743 
01606*  01619 


04423*  07040* 
09127*  09376* 


00744 

01973* 

02475 

03780 

04635* 

06147 

07100 

07861 

08856 

09664 

10051* 

10738* 


00746 

01974* 

02494* 

04325* 

04650* 

06149 

07317* 

07696* 

08867* 

09722 

10  072* 

10806* 


10062*  10844 

IJiMUNOLOGY 

00556   0060S*  00827* 

03619   03722  03726 

09663   09889  10605 

02692 
06130 
07019 


ALCOHOL  EFFECTS  ON  LIVER 
CONTINUED 
10838 
ALCOHOL  EFFECTS  ON  PANCREAS 

00644*  01057*  01058*  04239* 
ALCOHOL  EFFECTS  ON  SMALL  INTES 
01f69*  02696*  05454*  05601* 
ALCOHOL  EFFECTS  ON  STOMACH 

01322   02220* 
ALCOHOL  IN  CIRRHOSIS 

00737*  00745   01600*  01604* 
02563*  02565   02567   02566 
0709°   07627*  10426*  10513* 
ALCOHOL  METABOLISM 

00392*  04677*  06440*  07341* 
07968*  09128*  09972* 
ALCOHOLIC  PANCREATITIS 

03328   10535*  10538* 
ALCOHOLIC  STEATOSIS 

0  8856 
ALKALINE  PHOSPHATASE 

06540*  07477*  07492*  07530 
10217 
ALKALOSI S 

04482 
ALLERGIES 
SEE  ALSO 
00552* 
031  97 
07773 
AMEBIASIS 

00891*  02687*  02688 
04494   05971    06007 
06286   06267   06288 
AMEBIASIS  DIAGNOSIS 

00900   06069   06724 
AMEBIASIS  EFFECTS  ON  LIVER 

00895   05203   07199   08069 
09887   09890 
AMEBIASIS  IMMUNOLOGY 

00900 
AMEBIASIS  PATHOLOGY 

05394* 
AMEBIASIS  TREATMENT 

00894   01785   01766 
10856* 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION 
00044*  00052*  00053*  00056* 
00945*  00966   00967   01664* 
02056*  02081*  02342 
06344*  06362   06363 
08134   09032   09033 
10401* 
AMINO  ACID  METABOLISM 

00151*  00216   00575*  01105 
04602*  05522    08194   08209 
AMINO  ACID  META60L ISM.LI VEH 

01081*  01097   01098   02021 
06498   07330*  07344*  07369 
10019*  10046*  10047*  10080 
AMINO  ACIDS 

00162   02004   02005 

07473*  10007*  10109 

AMINGPEPTIOASE .LEUCINE 

07148* 
AMMONIA 

02444*  06231    07161 
AMMONIA  ABSORPTION 

00954*  01645*  06166* 
AMMONIA  EXCRETION. LI VER 

00220   00669   02444*  05147* 
09661   10553*  10701 
AMPULLA  OF  VATER 
SEE  ALSO   BILIARY  TRACT 

00517   01366*  01630   02595 
08002   09212*  10338*  10796 
AMYLASE 
SEE  ALSO   PANCREAS 

00266*  01943   02620*  07015 
AMYLASE  SECRETION. PANCREAS 

00268*  00639*  01050*  01936* 
04689*  04690*  05119*  05123* 
AMYLASE. SERUM 

00268*  0  1196*  03355*  09067* 
10137*  10533*  10536* 
AMYLOIDOSIS 

01685*  0J709   01710   02664 
06009   06069*  06262   08022 
ANASTAMOSIS 

00509*  00572*  00669   00741* 
ANASTOMOSIS 

01417*  01418*  01419*  01447 
02267*  02284*  02349*  02402* 
06433   0E46S   06677   09117* 
10391*  10444 


04240* 
TINE 
07453* 


01610* 

04398 

10564* 


07040*  10513* 


01617   01618   0176  5 
04403   06189*  07090* 
10737* 


07345*  07431   07453*  C7896* 


03286*  09894*  10110    10122* 


00877 
04097 


0  2  693 
06131 
08967* 


01  569 

04098 


01  769 
04332 


02675 
06823 


09649*     09656* 


02696  02697  03827* 

06132  06142  06245 

09598  10864  10670 

09867  10856*  10668 

09658*  09884  09885 


04285        05351        07169       08654*     06991 


02343 

07246* 

09922* 


00062* 
01841* 
02739* 
07256 

09931* 


01663* 
09656 


02022 
07837* 


00075   00078  00082 

01642*  01846*  02055* 

04540*  06260*  06262* 

07261   081 12*  06132 

09939*  09940*  10015* 


02016   02055*  02891* 


03759*  05544*  06332 
06257   09157   09160 


02013   02799*  06432*  06513*  07084* 


05282   07329*  07847*  08225* 


02601 
10801 


03541        03542        07129 


02817* 
05526* 


02820*    04615*     04617* 
08203*    09999*     10009* 


09142        09197*    09639*     10003* 


03077 
10453 


01610* 

06755 

09S74 


03067       04102*     04  793 
10614*     10822        10846 


01641       01703       02051* 
07650*    07651*     07683 
10116*    10267*     10373 


1306 


FOLtC  ACID 
LIVER  DISEASES 
KALAPSORPTION  TREATMENT 
VITAMIN  B12 
02336»  04045   0*077»  0(444* 
0973«   05749   10369* 


10196*  10642 


03709*  04777*  06524*  07584* 
09209*  10809* 


06721    09997    101131*  10774 


09254 


0555S*  06148   07044 


03336   04266*  07890   07979*  09307   09629 


ANASTOMOTIC  ULCERS 

08464 
ANEMIA 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
02293 

08933*  09303 
ANEMIA, APLASTIC 
07067    10708 
ANEMIA, GASTRECTOMY- INDUCED 

08413   08503 
ANEMIA, HEMOLYTIC 

0I6E2*  04208*  07044   07856 
10623    10724 
ANEMIA, IRCN  DEFICIENCY 

0S771*  06669   08988*  09493 
ANEMIA.  PERM  C  I CUS 

00014*  01651*  016E3*  01781 
03700 
06452 
ANESTHESIA 

01032*  04911   06592 
ANESTHESIA  IN  ENDOSCOPY 

07486* 
ANESTHETICS  IN  LIVER  INJURIES 

00700*  01569   03772   05209*  05551* 
09118*  09715*  09898 
ANEURYSMS 

00681    00682 
09702   09783 
ANEURYSMS, AORTIC 

06749   08571 
ANGINA, ABDOMEN 

SEE   MESENTERY  VASCULAR  DISEASES 
ANGIOGRAPHY 

00355   00686   01214   01215   01263 
01269   01270   01481    03282   03820 
10358 
ANGIOGRAPHY  IN  CANCER  DIAGNOSIS 

06557   07107*  07528   07604   08014* 
09602   09613   10135*  10524 
ANGI OGRAPHY , ABDOMEN 

00320   00351   02153 

05373   06545   06547 

08311   08829*  09219 

ANGIOGRAPHY, eiLIARY  TRACT 

02178   04421*  0471S   05651*  07115 
ANGI OGRAPHY, GASTROINTESTINAL 
01723   02950   02975   06549 
10135* 
ANGIOGRAPHY, LARGE  INTESTINE 

00617   05687   06875   08664 
ANGI OGRAPHY, LIVER 

00356   02105*  02146   02147 
03375   03376   03381 
06086   06529*  06978 
07825*  07899*  07900*  08830*  08985* 
09647*  09656*  09657*  09670   09907 
10650   10726* 
ANGI OGRAPHY, MESENTERY 

02  176   05698   06529*  06557 
09428*  09704    10127   101*7 
10570*  10818* 
ANGI OGRAPHY, PANCREAS 

02918*  02954   042S0   04254 
06048   06930   06931    08735 
10524    10525 
ANGIOGRAPHY. SMALL  INTESTINE 

00520   00522   02121    0*912*  04915* 
08563 
ANGIOGRAPHY. STOMACH 

02088   02233   04818   06630 
ANGIOMA 

08002   0866*   09*23* 
ANICTERIC  HEPATITIS 

07912*  07938   10684*  10695* 
ANOMAL I ES . ABDOMEN 

00833   06263*  06269 
ANOMALIES. ANUS 

014*9  0*188  05056 
09514* 
ANOMALIES. BILIARY  TRACT 
00773*  00774*  00816 
03505  03520  03523 
06218*  06227  06228 
07995  09807*  09809 
ANOMALIES, CONGENITAL 

00532   00586   00662 


C68I9*  08062   08366 


08878   C9340   09604    10123* 


02095*  02222*  02791* 
C7586*  08390* 


03046* 
08411 


01264   01265 
0382  I    06565 


01266 
0  8566 


0873E   08777   09599* 


02177 
06548 
09877 


02179 
07SC4 
09909 


02928  02968 
07507  07528 
10624 


04463 
07885 


07156*  07515   09225   09460 


02952 
06085 


10**5 

02150 
03*77 
0  6979 


07526 
10150 


05135 
09155 


02915*  02932 

051***  05696 

06983  07127 

C9I93  09196 

1013S*  10577* 


07890   06712 
10333*  10386 


05645*  05690 
09602   09607 


ANOMALIES. CONGENITAL 
CONTINUED 

06674   06526*  06962*  06975*  07125 

07826*  07837*  07844*  07862   07868 

08356   08382   0840  1   08429   0843b 

09267   05269   0928  1 

09492   09807*  09825 

10600   10618   10745 
ANOMAL IBS, DUODENUM 

00502*  03147*  03161 

08590   08691 
ANOMAL lES, ESOPHAGUS 

00371    00374   01295 


02951 
06083 
07521 
09638* 
1  0607 


08720 
10550 


060*5 
09613 


05504   06772   07227 


07177 


05082 


0082* 
03528 
06230 
09815 


05977        077*1        07767        086*7* 


01631 
04420* 
06231 
10581* 


0258  1  03*88* 
0*949  06214* 
07126       07136 


00833  01302 

01697  01698 

02581  02588 

0*916*  04961 

05803  05807 

06227  06228 


00773*  00774* 

01368*  01*20*  01**9 

02179  0220*  02285* 

02598  02629  02673 

0*981  05179  05327 

05816  05867  06005 

06269  06590  06776 


00806 
01450 
02305 
C3160 
0536  0 
0604* 


00823 

01*51 

02*32* 

0*1 13* 

05765* 

060*7 


07136  07539*  07795* 

07897*  07960  083*2 

08472  08958  09264 

093*3       09345        09393  09435  09456 

10158*     10197*     1036b  10422  10477 

10850 

0*0*7       03882       05903  085*2  0B5&0 


02977       03035 


05720*     05723*    0572**     05730 


06817*    06819< 


03*96* 
06216* 
07142 


00832 

01  500 

02*87 

04260* 

05780 

06093 

06839* 


03235 
0506R 
06896 


03307 
06038 


04759 
108S0 
ANOMALIES, GALL BLADDER 

00323        00819       00822       02603 
07983*    08591        08710       09825 
ANOMALIES, GASTROINTESTINAL 

00368       02657        02658       02673 
05360        06263*    06269       07170 
ANOMALIES, LARGE     INTESTINE 
01420*     02368 
0504*        05051 
06005       06016 
10*97 
ANOMALIES, LI VER 
00323        01500 
07007 
ANOMAL IBS, MESENTERY 

05380        065*5 
ANOMALIES, PANCREAS 

02307        02*16       0^07* 
04949        05110       05786 
09356        lOSl*        10515 
ANOMALIES. RECTUM 

03217*     03218*    03237 
ANOMALIES, SMALL     INTESTINE 

02286*    02305       02306       02674 
0*06*        04916*    04932 
05884        05889        05903 
ANOMALIES, STOMACH 

01295        01302        022*2 
04782        0*785        04790 
05607        05816       06038 
ANORECTAL    FISTULAS 

09549 
ANORECTAL    SURGERY 

0774  1        07759        07768 
10439*      10440*      10**1*     10*56 
ANOREXIA 

10124* 
ANTACIDS 
01355 
03999 
09427 


03876 
05761 


03885 

07538* 


04731* 
10187 


05323 
0983* 


06227 
10758* 


07125 
10798 


03592        05356       05357        05359 


03275  03467 
05642*  05889 
07731        08710 


04  064 
05973 
09524* 


0  4  198 
05977 
09538 


050*2 
05979 
09565 


03958        0*420*     05726        06082       06093        06i;27 


03317 
06041 


04221 
060*7 


04223 
06926* 


04226 
069*0 


04188        05642*     068bl        06856        0774  1 


04933 
05910 

03063 
04821 
08429 


03167  04029 

049*9  04961 

07649*  0862  0* 

0307*  03085 

05765*  05766* 

08455  09333 


0*0*7 
06360 
10350 

03161 
05780 
09362 


04061 
05867 
10360 

0387S 
0580  3 
10233 


07772        06673        09527*    10*32*     10*35* 


00221  00231* 
02071  02079* 
0*576*  0*861* 
07180  07208* 
08825*    09297* 


0209**    02239       03107        03119*    0312O* 
05507*     063*8*    08166*    08*77*     093*8 
09966*     10313 
ANTIBIOTICS 

00037*  00083  00200*  00211 
01220  01587  01736  0203* 
03072  0*17*  0*209*  0**86 
06119  06256*  0645**  06*63 
08019*  08120*  08*83*  08533 
09872  095*0*  1003**  10059*  10065*  10112* 
ANTIBIOTICS     IN    LIVER     INJURIES 

07334*     07892*    096*2* 
ANTIBIOTICS     IN    MALABSORPTION    TREATMENT 

07712*     lOIl**     10*06* 
ANTIBODIES 

002*1*    01579*    08122* 
ANTIBODY. GASTRIC    PARIETAL-CELL 

06609*    08390*    10200*    10220 
ANTIBODY. INTRINSIC    FACTOR 

0001**     03700*    08390*     10200*     10220 
ANTICHOLINERGIC    AGENTS 

00307       00*26       00*32*    00529 
04569*     0*588        053*0*    07633 
09990*     10279* 
ANT ICOAGULANTS 

00051* 
ANTIEMETICS 
SEE     ALSO       VOMITING 
00530        017** 
ANTIMETABOLITES 

00193*    02020        10016* 
ANTISECRETORY    AGENTS 

10279* 
ANTISPASMODICS 

0086*        0  0865       0  0866       00867 
ANTRECTOMY 

00152*     00**3*    01017*    01022*     06688*     08099 
10196*     102*7        10265*     10283* 
ANTRUM, PYLORIC 

07268*     07627*     09211*    09957*     09961*    09990* 


0  3973* 
09370 


00965 

02  085* 

05*37* 

07391 

09522* 

10553* 


0397  «» 
09*19 


00969 
02356* 
ObOl  * 
0799  7 
09867 


01004 
09171« 


0102  8* 
09927* 


01331* 
099  35* 


0385  5 
09955* 


01741       017*2 


06381 
09327 


08095 
0997** 


1307 


0864  7* 


ANUS 

CS«83   059et 
ANUS  ANOMALIFS 

01449    041&b 

09=14* 
ANUS  CANCER 

03?3e   04i<;p 
ANUS  DIAGNOSIS 

10  443* 
ANUS  DIStASE 

03245 
ANUS  DISEASES 

01442    041Q7 

08660*     10433* 
ANUS    FISSUPES 

02393        06870 
ANUS    FISTULAS 

OOS88        01443 
ANUS    HISTOLOGY 

04197 
ANUS     IN     CHILDPEN 

06392        0^901 
ANUS      INJURIES 

10442* 
ANUS     MORPhOLOGY 

03614         08660* 
ANUS     MOTILITY 

06  660* 
ANUS     NEOPLASMS 

04180        05074 
ANUS     NECPLASWS.MALIGNANT 

00585        07732        07735 
ANUS    RADIOLOGY 

SEE        ANUS    OI«GNCSIS 
ANUS    SPHINCTER 

03280        0413f 
ANUS    SURGERY 

01442        01444 

10442*  10494 
ANUS  TREATMENT 

04104*  07772 
ANUS  1  NERVOUS  CONTROL  OF 

04104*  05079 
AORTIC  ANEURYSMS 

06749   08571 
APLASTIC  ANEMIA 

07067    10708 
APPENDECTOMY 

05999   06866 
APPENOIC ITIS 

00596   02364 

06858   07761 
APPENDICITIS  COMPLICATIO 

04131    04133   05011 
APPENDICITIS  DIAGNOSIS 

01226   02363   05689 

10451 
APPENDICITIS  EPIDEMIOLOG 

08676 
APPENDICITIS  ETIOLOGY 

05958*  06004   07764 
APPENDICITIS  IN  CHILDREN 

04130   04164   04189 

06900   07203   07495 
APPENDICITIS  TREATMENT 

04139    06678   08690 
APPENOIC IT  IS. ACUTE 

03264   03279   04130 

05958*  07037 
APPENDICITIS. AGE  FACTCRS 

10461 


05056   050P2   05977   0774  1   07767   08647* 


Offi47   07766 


0S079 

07742 

07744 

in43'5* 

1048' 

08647* 

10494 

01444 

03219* 

04192 

0774  6   0  7766   07771 


07747   07759   08.697   09533   09E34 


CP66C*  10442*  10443* 
C6901   07730   07732 


04152   C41P8 

06892 

03219*  05079 

06870 

08649*  09550 

10463 

09254 


03284 
07765 


04148 
06668 
NS 
05959* 

07495 


05011* 
09567 


04  195 
08676 


08683 
07517 


05019*  05043 
09545   09579 


09530   09545 


05996 
10  471 


08660   08681    0868? 


05026    05689   05959*  06004 


04133   04139   04164   04459*  05026 


APPENDIX 

00542 

00580 

01183 

01184 

01425 

01426 

01450 

01451 

01818 

02252* 

02360 

02361 

02362 

C2600 

03182* 

03222* 

03230 

03271 

03279 

04142 

04181 

04202 

05019* 

05041 

05044 

05051 

06854 

06884 

06904 

0  774  7 

07751 

06659* 

08682 

08684 

08708 

08717 

09516* 

10477 

APPENDIX 

CANCER 

00579 

06709 

09542 

APPENDIX 

CYSTS 

08702 

APPENDIX 

IN  CHILDREN 

02366 

APPENDIX 

SURGERY 

02365 

02366 

04140 

04  I  45 

06854 

C8645* 

08667 

08668 

08670 

08678 

08679 

08668 

08690 

08702 

APPETITE 

01743 

06382 

10124* 

ASCITES 

SEE  ALSO   CIRRHOSIS 

01674*  02436* 

02451* 

02454 

02465 

02619* 

03306 

03322* 

04229 

04395* 

04488 

05106 

05162 

05167 

05265* 

05275 

0S28S 

06201 

07164 

08969 

09608 

0966  1 

10673* 

10675* 

APciTr 

007 
060 

A  EC ITt 
025 

ATHFRO 
034 

ATPFSI 
033 
07i 

ATFESI 
003 
047 
07r 

ATRESI 
029 

ATRESI 
0  05 
094 

ATRFSI 
056 

ATROPH 
003 
013 
084 
102 

ATf-OPI 
000 


S  IN  CIRRHOSIS 

01487*  02561* 
64*  08666*  09780* 

TREATMENT 
61*  05270*  05273* 
SCLEROSI  S 

07102   07877 
BILIARY  TRACT 
03460*  0427C* 
08*  07117   06889 
A. ESOPHAGUS 

00369   00370 
04744   04752 
42*  08342   092SS 
A, LARGE   INTESTINE 
38   05642*  09450 
A. SMALL  INTESTINE 
02*  00532   01367* 
50   09453   09456 
A.STOMACH 
03   05816 
IC  GASTRITIS 
94*  00419   00420 
01320   03048* 
08480*  09295* 
00*  10203*  10258 
Nf 


03464* 
09792 


05270*    05273*    07099 
10733*     10752 


03028  09220 

05141*  0fc216*  06218*  06231  06966* 

09602*  09616  10662  10803 

02106  02977  03876  04731*  04737 

04753  05730  057b7  0b761  06594 

09261  09269  10163*  10  164*  10183 


01368*    01377       05863       U5903       07687 


17 


064 
100 
AUTOND 
000 
019 
101 


33*  00160  00529 

10*  07290*  08461* 

06*  10280* 

MIC  NERVOUS     SYSTEI 

01*  00022  00023 

03*  01917*  01916* 

74  10210 


00421 
03915 
09301* 


01028* 
09129* 


00025 
02445* 


00422         CU423        00441*     00466 
05763*    06610*    07582        07584* 
09303*    09351        09364        09370 


01959*     02744*    02754*     02760* 
09139*     09935*    Oy950*     09969* 


00654 
02730 


01170*  C1709   01867* 
03945   08486*  08950 


BACTERIA 
SEE  ALSO   MICROORGANISMS 

02084*  02560*  02610*  02614*  02633 

04662   05197   05269*  05608*  0  5613 

06275   07262*  08789   08791    09449 

09843*  09853   10046*  10587*  10645 
BACTERIAL  TOXINS 

00060*  00061*  0162E*  06506*  07152* 

09049   09424*  09849*  09936*  10811* 
BALANCE  STUDIES. METABOLIC 

06354*  06819*  07317*  07619*  07794* 
B4NTIS  DISEASE 

08446 
BENIGN  ABDOMEN  NEOPLASMS 

06267 
BENIGN  BILIARY  TRACT  NEOPLASMS 

00781 
BENIGN  DUODENUM  NEOPLASMS 

01391    06748   07750 
BENIGN  ESOPHAGUS  NEOPLASMS 

01265   01286   06574   08359 
BENIGN  GALLBLADDER  NEOPLASMS 

04451    05332   07141   08892 
BENIGN  GASTROINTESTINAL  NEOPLASMS 

01728 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

00576*  05032   05058   06000   07723* 

1  0476 
BENIGN  LARGE  INTESTINE  TUMORS 

05993 
BENIGN  LIVER  NEOPLASMS 

05191   06083   06133   07881   10602 
BENIGN  MESENTERY  NEOPLASMS 

06043 
BENIGN  PANCREAS  NEOPLASMS 

06935   06943    10527 
BENIGN  RECTUM  NEOPLASMS 

06850   06853   07723* 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

00521    01389   02302   03117   067SI 
BENIGN  STOMACH  NEOPLASMS 

00398   00402   00405   01312 

06632   06640 

10215   10216 


02683  02686 

05637*  06256* 

09571  09661 

10653  10627 


04277* 
06266 
09686 
1083  1 


07652*  07655*  0852  7* 
1084  1 


09248   10176 


10800 


08708   09528*  10457 


06767   07662   09446 


06643 


02226 
0  8414 


03966   04835 
06529*  09316 


04837 

09373 
BEZOARS 

03900*  03911*  03949 

07591    08374   08398 
BICARBONATE 

09941   09984*  10103*  10275* 
BICARBONATE  SECRETION 

0S496* 
BICARBONATE  SECRET  ION .PANCREAS 

00182   01910*  01911*  01935*  01941* 

08197*  08198*  06201*  09089*  09092* 
BILE 

00034*  00196*  00970 

09018   loesi 

BILE     ACID    ABSORPTION 

05309        09804*     10807* 


03117       03913 
08459       09315 


05781       05788 
09855       10849 


0194  2*    02134 
09213*    10007* 


0477  8* 
09  32  4 


01526       03353*    05436*    06482*     08740* 


1308 


BILE  AGIO  METABOLISM 

02571 »  03«5^*  0374A*  03752*  03774 
062I8»  06437*  07311*  07331*  07332* 
08240*  0P2e5*  08569   08755*  09112* 
FILE  ACIDS 

01070*  02441*  02844*  03351*  03488* 

06257*  06695*  07017   07315*  07454* 

09770   09841*  09911*  100S2*  10762* 

BILF   ACIDS  AND  SALTS 

00035*  00068   00138*  00225 
01073*  01086*  C1138   01139 
01969*  02834*  02835*  02876 
04415*  04542*  04543*  04621*  04634* 
08792 
BILF  ANALYSIS 

00761*  00769*  03501    03515 
07490*  07978*  08220*  08221* 
BILE  COMPCSITICN 

01136    01622*  02S74*  02582 
03766   04236*  04409*  04415' 
06494    07109*  07130 
07982*  08126*  0S211 
09104*  09109*  09645*  C9652*  09637 
10045*  10050*  10077*   10094   10098 
10767*  10769* 
BILE  DUCT 
SEE  ALSC 
02598 


00227 
01140 
03755* 


04651* 

08930 


04412*  04638* 
07333*  07971* 
09120*  10765* 

C3495*  05588 
06255   09110* 
10769* 

00274*  00769* 
0114  1  01 156* 
C4236*  04278* 
04648*  04659 


0  =  640* 
07978* 


05608* 
09645* 


00817 
01 196* 
04412* 
05333* 


02590 
04418* 
07310*  07343* 
06213*  08218* 


05333*  05586 

10071*  10094 

02834*  03491* 

C4637*  05451* 

07476*  07490* 

08219*  08251* 

1002  0*  10026* 

10120*  10560* 


BILIARY  TRACT 
02602   04408* 
BILE  DUCT. COMMON 
SEE  ALSC   BILIARY  TRACT 

00770*  00772*  00806   00823 
03490*  03493*  03496*  03502 
03646*  03681*  03930 
04563*  04571*  04572 
05471*  06061*  06214* 


02446* 
03525 
04408*  04413* 
05289*  05290* 
06225   06228 


02586 
03528 
0442  5 
05301 
06232 


02600 
03539 
04442 
05302 
06237 


07110*  07142   07503   09138*  09189* 


10775 


04704*  05307 
10617 


06249   06254 
10759* 
BILE  EXCRETION 

01074*  01075*  01077*  01965*  01967* 
04657   04659   07332*  07705*  07768* 
BILE  METABOLISM 

01137   01136   01139   03646*  04637* 
BILE  METABOLITES, URINARY 

07332*  07830*  0832P 
BILE  MICROORGANISMS 

07977* 
BILE  PERITONITIS 

04439   08920   09813 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSC   CHOLESTASIS 

00223   01539   01962*  02446*  02858* 
BILE  PIGMENTS  IN  JAUNDICE. SERUM 

00274*  02845*  02851*  04419*  05546* 
BILE  PIGMENTS, SERUM 

02447*  02835*  04311 
10073*  10612   10613 
BILE  SALT  ABSORPTION 

00942*  00958*  07254*  07982*  08113* 
BILE  SALT  METABOLISM 

04646*  0P521*  10020*  10120*  10566* 
BILE  SALTS 
SEE  ALSO   BILE  ACIDS  AND  SALTS 

00058*  00766*  00787  00943*  00957* 
01469*  01858  01890  01955*  01956* 
02335*  02628  02744*  03186*  05295* 
06811*  06915*  07251*  07255*  07309* 
10030*  10035*  10077*  10079 
BILE  SECRETION 

00187   00194*  00197*  00792   00793 
01076*  01077*  01080*  01086*  01142 
01956*  01959*  01961*  01968*  02038 
02850*  03710*  03744*  03755*  03760* 
04642*  04667   05529*  06446*  06448* 
06463*  06473   06480   06496   06508* 
07326*  07348*  07349*  07473*  07867 
08246*  06266   08884*  09089*  09092* 
09122*  09136*  09645*  09896*  10026* 
10064*  10088   10120* 
BILE  SECRET  ION, DRUG  EFFECTS  ON 

02591    03757*  0646S*  07315*  07338* 
BILE.0I6ESTI VE  ACTION  OF 

07706*  08755* 
BILIARY  CIRRHOSIS 

02440*  02557*  05271*  05300   05650* 
09790   10576*  10736*  10739* 
eiLIARY  DISEASE  DIAGNOSIS 

00796   00797   00821    04421*  04694* 
04722   05173   05289*  05290*  05292* 
06998 
BILIARY  DISEASE  EPIDEMIOLOGY 

00776*  01621*  05287* 
BILIARY  DISEASE  ETIOLOGY 
02050*  04422*  07117 


0  3757* 
06064* 
07971* 
08885* 
10044* 
10762* 


02601 
03540 
04446 
05312 
06242 
10067* 


02858*  03629* 
09912*  10807* 


08126*  08884* 


06511*  08221*  09407 
06964*  08758* 
09204*  09214*  09680 

09912*  09919* 


01072*  01137 

01964*  01975* 

06424*  06425* 

07658*  08117* 


01026* 
01  145 
02249* 
03771 
0644  9* 
07095 
07973* 
0910  4* 
10034* 


01071* 

01148 

02582 

04248 

06450* 

07104* 

08219* 

09105* 

10037* 


01362 
02334* 
06463* 
09136* 


01072* 

01949 

02844* 

04637* 

06452* 

07310* 

08232* 

09120* 

1 0C44* 


08244*  08884*  09153 


07953*  09711*  09786 


04703*  04707 
05297*  05650* 


05294*  05369   OtJ9C6 


09803*  09824    10793 


04710 
05651* 


00824  J1631  02581 

03528  04420*  04949 

C6230  062J1  07126 

09615  10561* 


RILIARY  DISEASE  IN  CHILDREN 

04421*  07106*  07486* 
BILIARY  DISEASE  TREATMENT 

00814    01637    04429    04444 
EILIAPY  DISEASES 

04422*  08756*  10655 
BILIARY  ILEUS 

00798   00801    01636 
BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 
SEF  ALSO   GALLELAOOEF 
02442*  03449 
elLIARY  TRACT  ABSORPTION 

03646*  07256 
BILIARY  TRACT  ANGIOGRAPHY 

02178  04421*  04715  05651*  07115 
BILIARY  TRACT  ANOMALIES 
00773*  00774*  00816 
03505  03520  0'"523 
06216*  06227  0622P 
07995  09607*  C9809 
BILIARY  TRACT  ATRESIA 

03356   03486*  04270*  05141*  0 o2 1 6*  06218*  06231 

07108*  07117   08889   09802*  09816  "" 

BILIARY  TRACT  BIOCHEMISTRY 

0178^*  01=62*  10030* 
EILIARY  TRACT  CANCER 

02602   02617*  03490*  03512 
03850   05313   05651*  06233 
10813* 
BILIARY  TRACT  CIRCULATION 

02911*  03511    04420*  04421*  07126 
BILIARY  TRACT  CYSTS 

01634   03496*  03540   06214*  06249 
08034   08903   09806*  09808*  09825 
BILIARY  TRACT  DIAGNOSIS 

00337 
01252 
01633 
02160 
03520 

06223*  06234 
07479*  07468*  07522   07931*  06000 
09602*  10134* 

[SEASE  DIAGNOSIS 


03488*  03496* 
06214*  C6216* 
07136   C7142 


10662   10803 


00274* 

00331 

00333 

01203* 

012C4* 

01251 

01259 

01260 

01262 

02156 

02157 

02156 

02922 

02926 

03512 

03534 
06251 


00339 
01253 
01637 
02162 
03829« 


03536 
06252 


091: 


03541 
06909 


09  192 


03542 
1077  2* 


06962*  07136 
09631    10581* 


05660*  05707 


00340 
01255 
01639 
02163 
03d39 
06254 


00341 

01257 

02154 

02  164 

04715 

ot.532' 

08906 


02568 

02593 

0  2  596 

04425 

04444 

04453 

06229 

06253 

06264 

06910 

08927 

09823 

00881  01632  01633 

02615*  03390  03593 

04646*  05121*  05328 

06950*  07015  07026 

09833  10759*  10781 


03495*  05559 


05586 
07129 
09798 
BILIARY  TRACT 

03829* 
BILIARY  TRACT  DISEASE  ETIOLOGY 

01621*  01622*  01967* 
BILIARY  TRACT  DISEASES 
00799   00800   0081 1 
02568 
04425 
06229 
06910 
BILIARY  TRACT  ENDOSCOPY 

00340    10145 
EILIAPY  TRACT  EXCRETION 

00221    00229   01957*  01966*  02843 
BILIARY  TRACT  FISTULAS 
00766*  00801    00602 
06491    06898 
BILIARY  TRACT  HISTOLOGY 
06335    07121    07349* 
BILIARY  TRACT  IMMUNOLOGY 

00777* 
BILIARY  TRACT  IN  CHILDREN 

00795   05330   06214*  06216*  06250 
BILIARY  TRACT  INJURIES 
C3930   06370   08919 
BILIARY  TRACT  METABOLISM 

00225   01080*  01962*  01968*  01969*  01975*  02034 
04634*  05600 
BILIARY  TRACT  MICROORGANISMS 

00777*  02580*  03500   03501 
BILIARY  TRACT  MGPPHOLCGY 


00342 
01258 
02155 
0291 3* 
O'jSl  2 
07  10  8" 
09794* 


01763*  01793 

03599  04416* 

05332  06374 

07113*  08897 
1  0782 


03522   03646*  04430 
09716*  09803*  09838 


07131    07522 


10662   10774   10803 


06245   07133   07974*  10768* 


'02765*  04413*  04424   04509*  05402*  09000*  09636*  10676* 


10779 
BILIARY  TRACT  MOTILITY 
00090*  00108   00109 


00342   01889 


02763*  02764*  02765* 
02911*  03506   03692   04445   04563*  04571*  04572*  06395 
06396   06397   06452*  07104*  07105.  07265*  07349*  08927 


06396   06397 

09127*  09189*  10758* 

BILIARY  TRACT  NEOPLASMS 

00780   00782   02595   02697 

BILIARY  TRACT  NEOPL ASMS , BEN  I GN 
00781 

EILIARY  TRACT  NEOPLAS MS. MAL I GNANT 

00612*  00762*  00779   00846   01630 
08923   09793*  09800*  09806*  09614 

BILIARY  TRACT  OBSTRUCTION 

00331  00765*  00771*  00780 
02583  03345*  03346*  03380 
03519  03527  03539  03598 
04448  05271*  05286*  05306 
06232   06237   06239   06248 


02178 
1064  3 


07107*     06006 
10764*     10796 


00795  01247  01624*  02446* 

03489*  03490*  03493*  03510 

03756*  04407*  04421*  04429 

05324  06208*  06213*  06224 

06250  07106*  07124  07147 
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BILIARY  TRACT  OBSTOUCTION 
CONTINUED 

07148*  07630*  0e924   09611 

1077?* 
BILIARY  TRACT  PATHCLOGY 

07522* 
BILIARY  TRACT  PERFORATION 

04406*  09615 
BILIARY  TRACT  POLYPS 

09799* 
BILIARY  TRACT  RADIOLOGY 
SEE  ALSC   BILIARY  DISEASE  DIAGNOSIS 

00333   00341   0062e*  00776*  01203*  01247 

01257   01258   01262   01645   021E7   C2156 

02565   02566   02594   02S76 

03854   04421*  04707   06246 
BILIARY  TRACT  STRICTURE 

00813   03510   06206*  06226 
BILIARY  TRACT  SURGERY 

00629*  00763*  00764*  00772*  00774*  00784 

00803   00604   01626*  01634   01641    01645 

02572*  02578*  C2561   02586   02567   C2S99 

03348*  03490*  03492*  03493*  03494*  03499 


09814   10067*  10516   10576* 


0351  1 
09626 


0623 


03512 


01248  01254 
02161  02164 
03SI7   03839 


06766*  09818 


03520  03542 
04427  04431 
05294*  05314 


03593  03661*  04246 
04443  04445  04449 
06061*  06214*  C6225 


03563 

04442 

05316 

06693*  06972*  06973*  07108*  07113 
07145   07975*  07992   07994   07996 

06903 


03905 
09813 
10649 
10792 


08906 
09617 
10766* 


07124 

08219* 

08919 

09821 

10770* 


08893   06697 
09797*  09799*  09612 
10211    10338*  10f49 
10774   10781    10789 
BILIARY  TRACT  TRAUMA 

00063*  07139   07143 
BILIARY  TRACT  ULTRASTRUCTURE 

06213* 
BILIARY  TRACT. AGE  EFFECTS  ON 

04427   09000* 
BILIARY  TRACT. DISEASES  ASSOCIATED  KITH 

00763*  01497*  01635   02178   06223*  06226 
BILIARY  TRACT. DRUG  EFFECTS  ON 

00108   00342   00765*  00770*  00809   01075* 
01638   01959*  01963*  02157   02763*  02764* 
02911*  03353*  037S5*  04563*  04575*  04576* 
05471*  05559   05574   05600   06379*  06396 
07110*  07326*  07349*  09711* 
BILIARY  TRACT. DRUG  TREATMENT  OF 

01638   03506   06074*  07105*  07133   08910 
BILIARY  TRACT. FOREIGN  BODIES  IN 

00030   04715   05331    08886* 
BILIARY  TRACT. HORMONAL  CONTROL  OF 

09138* 
BILIARY  TRACT. NERVOUS  CONTROL  CF 

04572*  04575*  05402*  09014 
BILIARY  TRACT. TOXIC  EFFECTS  ON 

01969*  06233   07326*  09816 
BILIRUBIN 

00794   01076*  01143   01200*  01238   01642 
01967*  01975*  02446*  02447*  02448*  02474 
02851*  02858*  02878   03630*  03637   04419* 
04704*  04712 
061C3   06106 

06532*  07485*  07822*  09101* 
09131*  09204*  09206*  09214*  10071*  10  097 
BILIRUBIN  METABOLISM 

00226   00228   01066*  01067*  01068*  01069* 
01965*  02478   02835*  02846*  03783 
07481*  07830*  07835*  07853 
09126*  10061*  10073* 
BIOCHEMICAL  DIAGNOSIS  OF  JAUNDICE 

10144 
BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEASES 

10136* 
BIOCHEMICAL  DIAGNOSIS  OF  PANCREAS  DISEASES 

10518 
BIOCHEMISTRY. Bin  ARY  TRACT 

01763*  01962*  10030* 
BIOCHEMISTRY, GALL BLADDER 

00761*  02713*  02838* 
BIOCHEMI STRY. GASTROINTESTINAL 

00016*  00242   00936   01178*  01190 
BIOCHEMISTRY. LARGE  INTESTINE 

01428   01429   02713*  02895* 
BI OC HEM  I STRY. LIVER 

00977   01079*  01083*  01 
01620   01608*  01822 
02024   02026 
03346*  03352*  04524 
06539*  07223   07235 
07398   07401 
07436   07437 
10023*  10068*  10084 
BIOCHEMI STRY. PANCREAS 

01064   01932*  02821*  05450*  07306*  08199* 


00790 

02163 

02600 

0751  7 

0441 3* 

04453 

06244 

07135 

08886* 

08924 

09631 

1 0772* 


0  0802 
02431* 
02763* 
03519 

0  4  426 
04722 
06246 
07139 
08PS6* 
09796* 
09632 

1  0773* 


06950*  07113* 

01145  01623* 

02765*  02644* 

04634*  04637* 

06397  06483 


04657  04658 
05557*  0SS74 
06464*  06493 


05264*  05307 
06161    06217* 


06103 
06214*  08220* 


01652*  01966* 

02843*  02845* 

04621*  04641* 

05546*  05547* 

06442*  06455* 

09109*  09122* 

10612  10617 

01491*  01492* 

07140  07338* 

08244*  08266 


Oil  18 

01824   01988 

02437*  02710*  02722 

04529 

07356 

07405 

07439 

10628 


07404 
07438 


01561 
01989 
C2870 
05403*  0542  1 
07359  C7366 
07408  07409 
08102   08223* 


01564 
02016 
02880 
05570 
07395 
07410 
08256 


01601* 

02019 

02682 

06076* 

07397 

07433 

08272 


08204*  10001* 


09^44* 


BICCHEMISTRY. SALIVARY  GLAND 

07797 
BICCHENIFTRY. SMALL  INTESTINE 

00046*  00629*  01055*  02334*  02608* 

02894*  03619   C6364   08284*  10099* 
B I OCPFM I STRY. STOMACH 

00170   00918   01036   01044 

09984*  09985*  09987*  09995* 
elOPCTENTI ALS. GASTROINTESTINAL 

07269*  07281*  07476*  06136*  Otl39* 

09068*  09181*  09932*  09941 

09957*  09964 
PIOPSV  IN  CANCER  DIAGNOSIS 

09266    10250    10661 
PIOPSY  IN  MALABSORPTION  DIAGNOSIS 

00?.b3* 
BIOPSY, DUODENUM 

08323   10367 
BIOPSY. ESOPHAGUS 

04705*  05633* 
eiOP=^Y.GASTRCINTEST  INAL 

00343   00344   08052 
OIOPSY. LARGE  INTESTINE 

02352*  02359*  02399*  07500 
8 ICPEY.LI VEP 

00273*  00275*  00321 

01233  01234  01235 
02139 
04717 
06990 
0922  1 


027J4* 
10  33  J* 


02735*  02893* 


J1045   02fal2   Oi621    09962* 


08146 
09'a47* 


06148    09  03  9* 
09950*  09955* 


08706   09235   09556 


02107*  02138 

03434   03857 

06536*  06984 

08770   08621 

10136*  10140 
RIOPSY. RECTUM 

00618        06839*    06656 

09594         10434* 
BIOPSY. SMALL     INTESTINE 

00311        00312       00313 


00760* 
01249 
02479 
05142* 

07020 


00764* 

01529 

02569 

05191 

074139* 


09655*     09663 
0565*     10566*     105O&* 


00835 
01530 
02  93  0 
0525«: 
07  86  0 
09692 
10575* 


01  200* 

J  1 6  05* 

0^971 

0o71  1 

07912* 

09706 

10=79* 


0120 1* 
01  97  3* 
02984 
0622  3* 
0'331  7 
0978S 
10  596 


06914*    07497        07726*    0S471*     09584* 


00547*  00550* 


01403   02050*  02319*  02322*  03825* 

04927   04977*  04990   05638*  05939 

07715   08633   09235   09455   09483* 


08633 

10410*  10814*  10859* 
BIOPSY. STOMACH 
00290   00298 
04705*  04716 
05617 


05763 

08422 

BLEEDING 

SEE  ALSO 

02593 


00484  01813 
04771*  04840 
06676   06678 


09293*  09295*  09347 


02111 
05669 
06699* 
09J/5 


ESOPHAGUS  VARICES 
03045* 
BLEEDING  DIAGNOSIS 

00604  02667   02914*  03381   03B4 
05635*  05782   06842   07493*  0831 

10536*  loeie* 

BLEEDING  DI AGNOSIS. ENDOSCOPY  IN 
06569*  09207*  10151   10835 

BLEEDING  D I AGNOS I S . RAD lOLOGY  IN 

03848   07560*  08309   10151    1  U3  = 

ELEEOING  ETIOLOGY 

00605  02121   02175 
07629   08646*  08699 

BLEEDING  IN  CHILDREN 

05066   06279   07691 
BLEEDING  PEPTIC  ULCERS 

00395*  00424   00433*  00470 

04014    04868   04882   04895 

06732   07581*  07645 

10281*  10295   10306 
BLEEDING  TREATMENT 

02215*  02665   02666 

06612*  06841*  07171 

08407   08646*  08830*  08959 

10805*  10806* 
BLEEDING, COOLING  TREATMENT  OF 

01650*  09305   10266* 
BLEEDING.GASTROINTEST INAL 


01393< 
04046 
07500 
10142 


02248 
05671 

07599 
10250 


03848 
08320 


01399*  01402 

047  16  04  92  6 

07649*  07709* 

10336*  10374 


02957  03865 

05676  05677 

08313  06416 

10259  10  316 


03649 
092  17 


03878 
09668 


03878   05379   05748   06274   0758  1* 


08929 


08514 


02667 
07576 


00497 
05773* 
089  34* 


04825 
07580* 
092 J9* 


00498 
05e20< 
09386 


05021* 

07597 

09294* 


01328*     0133  6* 
05849        06730 
09392        09417 


06568*     06569* 
08352        08360 
09874        10175 


00245 

00355 

00393* 

00394* 

00395* 

00422 

00429 

00432* 

00453* 

00499 

00602 

00603 

0  06  04 

0060  8* 

0  06  76 

00682 

00856 

00857 

00858 

00859 

01266 

01267 

01  374 

01480 

01488* 

01646* 

0164  8* 

01649* 

01695 

01706 

01732 

01735 

021  10 

02174 

02214* 

02612* 

02613* 

02623 

02624 

0265  6 

02665 

02666 

02667 

02950 

02975 

03056* 

03087 

03135 

03176 

03210* 

0331  6 

03463* 

0351  8 

03549 

03552 

03553 

03557 

03589 

03849 

03878 

03906* 

0391  6 

03921 

03947 

0  39  71* 

03989 

04014 

04014 

04  146 

04253 

04399 

0446  2* 

04484 

04489 

04489 

04492 

04792 

04802 

04807 

04  82  0 

04825 

04838 

04857* 

04868 

04915* 

04932 

04944 

04  95  0 

05021* 

05039 

05066 

05279 

05379 

05388 

05774* 

05  78  2 

06079 

06274 

06279 

06549 

06S69* 

06  599 

06613* 

0665  6 

06748 

06749 

0684  1* 

04890 

06895 

07138 

07156* 

07  16  1 

071  71 

07179 

07187 

07493* 

07545 

07579* 

07580* 

0758 1* 

07597 

07607 

0  761  3 

07629 

07637 

07662 

07691 

07808* 

08021* 

08059 

08072 

08309 

08312 

08320 

08366 

08407 

08421 

06568 

0B646* 

08664 

08699 

0871  5 

08822 

08929 

08934* 

08957 

08959 

08970 

09207* 

09217 

09291* 

09305 

09307 

09361 

09363 

09460 

09387 

09668 

09839* 

09862 

09666 

09874 

10151 

10161* 

10251 

10255 

10260 

10262 

10667 
1  ORAO 


10734* 
10«'i'5 


10?62        10269* 


BLEFOlNr,  .CASTRCINTESTINAL 
CONT INULD 

10268*     10475         10570*      10616 

10fil7*      10836         108:30         10ai5 
BLFrOtNG, LARGE      INTrSTtNE 

05«)62        0596^        05<570 
BLEEDING, SURGICAL     TREATMENT     CF 

07645        01361        09392        10175 
6L I ND     LCOP     SYNORCME 

03176      06755      07710*    oe5e<; 

9I_IND  LOOP-INCUCEC  SECONDARY  MAL  AB  SORP  T  I  ON 

07251*  07710*  0ei25*  0H569   09845*  10114* 
BLOCKING   AGENT5,ADOENePGIL 

00233*  009ae*  01003   01B69* 

09C85*  09129*  09172*  09191* 
BLnCD  CHCLFSTEROL 

05S81 
BLOCO  COAGULATION 

00239*  00452*  03-^79   06728 

10479    lOoSl 
BLOCD  COAGULATION  IN  CIRRHOSIS 

C«814    10729*  10754 
BLOCO  COAGULATION   IN  LIVER  DISEASES 

00270*  03478    044C4    07951    CPP14    C91 
BLOOD  CCAGULATICN  IN  PANCRFATir  DISEASES 

09616* 
eLOCD  DISEASES 

05363   06221* 
BLOOD  GROUP  GENETIC  P EL  AT  I C NSH I  PS 

07155* 
BLOOD  GROUP  SFCRETCR  STATUC 


10806*  10E16* 


07266* 
09949* 


C6900 


08143*  08179*  09C49 


rypo-^ii^     08942    10106 


06399*  07477* 
BLOCD  GROUPS 

04348*  04777* 
EONL  DISEASES 

01 408   01513 


0B517   09987* 


06230   06616* 


01684*  01774    0241 

05794    C771I*  07817    08339    08-'9 
ECNt  L I SEASES. GASTRECTOMY- INDUCED 

01683*  02?6e*  06611*  10117* 
bCNfc  CISCASES.MALAoSOPPTION-INDUCED 

01656* 
BRAOYK  IMN 

00112   01064   01341*  06389 
eUDD-CHIAFI   SYNDROME 

00751    02436*  02437* 

05156*  06066*  07002 


04071*  04770*  05766* 
10393*  lOSol*   10597 


02'=62*  02619*  03383 
06768*  08815    09666 


04257*  05145* 
09682    1 0570* 


01 603* 
08742* 


CAFFE  INE 

00485   05508* 
CALC IFICATICN 

0  ie«e 

CALC lUV 

00C50*  00971   00973 
07276   07292*  07797 
CALCIUM  AFSQRPTIDN 

00038*  C0C39*  00040*  00041* 
00972   02066   02069   02737* 
C3649*  03650   03652   04530* 
05448*  06611*  07253*  08632 
10576* 
CALCILM  MFTAECLISM 

00084   02067   02068 
06625   09918*  10117* 
CALCULI.GASTFCINTESTINAL 

08530* 
CALCULI  .L  IVER 

10770*   10771*  10773* 
CALCUL I. PANCREAS 

03310   06941 
CANCER 

09506    10180    10382 
CANCFP  CHEMOTHERAPY 

01730   02199   02376 
05371    05372 
07829*  08819 
CANCER  DIAGNOSIS 
00396   01435 
03545*  03850 
03962   04039 
05008*  05036 
05648*  05654*  05666 
05706   05722*  05897 
06838*  06848 
08347 

08765*  08907 
09479*  09656*  09695 
10529 
CANCER  01 AGNCSIS. ANGIOGRAPHY  I 
06557   07107*  07528   076  04 
09602   09613    10135*  10524 
CANCER  DI AGNCSIS. BIOPSY   IN 

09286   10250   10661 
CANCER  DI AGNOS IS.ENDOSCOPY   IN 
06668   10232 


0  18<^.5 
09600* 

00948* 
034K9* 
04533* 
09916* 


01939* 
09964 

0094  9* 
03547* 
04544* 
0991 8* 


02732* 
09974* 

00968 
03627* 
04553 
09934* 


02803 
10009* 

00969 
03628* 
04557 
10414* 


02092   02892*  06611*  07583*  08537 


07138   07805   09619*  10508* 


02377 
05656*  05949* 
09616* 


01520 
03910* 
04226 
05202 
05674 
05904 
06927*  07023 


03860 
04058 
05071 


08310 
08705 


08370 


08372 
08969 
10205 


02508 
06666 


01721 

03933 

04266* 

05635* 

05676 

06063* 

07467* 

08397 

09330 

1  0235 


03934 
C6971* 


021  I  6 

03950 

04702* 

0564  3* 

05678 

06085 

C7499 

08402 

09352 

1037  0 


04154 
07157 


02181 

03951 

04708 

0S64S* 

05703 

06677 

07S13 

084S3 

09353 

1  0371 


CANCER  DIAGNOSIS, LYMPHOGRAPHY  IN 

1  0493 
CANCER  DI AGNCSIS, BAOICLOGY  IN 

06561   06687*  06909   06979 

08434   08766*  09367   09674 
CANCER  EPIOEMOLOGY 

00361*  00389*  00762*  0077 


04319 
07793* 


02344* 

03952 

04713 

05647* 

05704 

06719 

08040 

08586 

09359 

10448 


07604 
0i/793< 


07614   07823*  08014* 


01434   01466*  01722 


08014*  08735   08777   09599* 


02217* 
03548* 


02218*  02230   02344*  02345*  0J211*  03221*  03387 

03548*  03868*  03907*  04225   04772*  05007*  05008*  05012* 

05947*  05948*  06023* 

08441   08442  09652* 

09800*  09860 


09301*  09470   09703 
10486   10573*   10813* 


05014*  05015*  05017*  05722*  05755 

06049   06666   06667   06834*  08440 

08728*  09260   09273 

10162*  10192   10229 
CANCER  ETIOLOGY 

00361*  02217*  04121*  04295   05U07*  05755 

09572   10162*  10204* 
CANCER  IMMUNCLOGY 

02°89   04461*  09228 

09851*  10224   10225 
CANCER  IN  CHILDREN 

01519   05024   05905 
CANCER  METABOLISM 


08578        00675 


09298*     09561 
I0;i26        10456 


06199 


09691        09695        09754 
105SS*     10573*     10834 


0731 6* 

07417 

07793* 

08786 

08801 

09664 

CANCER  PATHOLOGY 

05334* 

06764 

06767 

06871 

07585* 

08O9  1 

09300* 

1061  5 

CANCER  SURGFRY 

04799 

05050 

05098* 

0510J 

05^94 

06071* 

06582 

07548 

07605 

07753 

07769 

07787* 

08423 

08648* 

06697 

08729 

08907 

08909 

08980 

09258 

09268 

09300* 

0^308 

C9323 

09516* 

09518* 

0952  6* 

09606 

1017  8 

10169 

10231 

10427* 

02348*  03960  04772< 
05948*  0=95U»  06071*  0697K 
09508*    09516*     10427* 


05012*    05014* 
07733        07829* 


02346*    04772*    05746 
07829*    09344       09355 


02J78 


05954*    05997        06657 
09556       09653*     09667 


10191 


06847        07768 


09542 


01467        01519       01520 
10430*     10447        10816'< 


06933 


10437*   10439*  10473    10461 
CANCER  SURVIVAL  RATES 

02344*  02345*  02346* 
05769*  05947* 
08651*  08652* 
CANCER  TREATMENT 
01729   02345* 
06660    07564 
10190   10371 
CANCER  TREATMENT, RADIATION  THERAPY  IN 

02199   02200   02201   02202 
CANCER  TREATMENT, RADIOTHERAPY 
01288   01289   01436   01439 
07569   08363   09146 
CANCER, ABDOMEN 

089P0 
CANCER, AGE  FACTORS  IN 

06616*  06621*  10204* 
CANCER. ANUS 

03238  04192 
CANCER, APPENDIX 
00579  08709 
CANCER, eiLI ARY  TRACT 

02602   02617*  03490*  03512 
03PE0   05313   05651*  06233 
10813* 
CANCER. CLINICAL  STUDIES  OF 

06684* 
CANCER, DISEASES  ASSOCIATED  WITH 

06833*  07884   08933*  09573   10555* 
CANCER, DUODENUM 

03168   03169   03170   03172 
CANCER, ESOPHAGUS 

02956   02993*  02S9B*  02998*  02999*  03002*  03008*  0301 C 
03028   03033   03040   03868*  03875   04726» 
05489*  05654*  05722*  05724*  05742 
0575S   05778   05935   06581 
07564   08349 
10162*  10178 


03534 
06251 


03538 
06252 


03541 
08909 


03542 
1077  2* 


04043   10369 


03020 
04736 
06746 

07553 
09273 


03021 

04760 

05750 

07560 

09286 
CANCER . GALLBLADDER 

03507   03514   03516   03536 
05300   05305   05317   05325 
08918   08923 
CANCER. GASTROINTESTINAL 

02611*  02646  02648  02662 
03559  03590  0446  1*  04493 
06372  05643*  06666  07157 
CANCER. LARGE  INTESTINE 
02680  02687*  02945 
03221*  03234  03236 
03273   03274   03283 


06363 
1  0190 


0  8369 
10191 


06582 
08370 
10  192 


05743 
06604 
08  37  1 


04414*  04428 
06209*  06240 


04435 
071  IS 


05287* 
0890  7 


02969 
04495 
08302 


02989 
04496 
09860 


03352*  03556 
05334*  0537  1 
10813* 


03209*  03211*  03214*  03215*  03216* 

03253  03259  03267   03271   03272 

03285*  03545*  03548*  03847  •  0392  8 

03960   04110*  04116*  04117*  04118*  04118*  04119*  04120* 

04121*  04127   04149   04151  04154  04155   04158   04159 

04163   04165   04166   04168  04169  04172   04176   04179 

04183   04184   04185   04186  04187  04190   04196   04199 

04205*  04213   04216   05007*  05008*  05008*  05012*  05013* 

05014*  05015*  05017*  05024  05034  05036 

05046   05047   05059   05060  05064  0507  1 

05643*  05947*  05948*  05954*  059S5*  05973 

05986   05994   05996   05997  06009  06023* 

06909   07726*  07745   07757  07770  08586 

08691    08692   09322   09532  09572  09579 
10479   10486 


05038 
05088 
05985 


05037 

05077 

0  59  84 

06834*  06867 

06652*  06665 

09581 


1045  8 


CANCEP, LIVER 

02433*  02A5?  02455   0?456 

02462   024f3  02464   024f6 

03339*  03343*  03344*  03359 

03379   03382  03367   03368 

03840   04270*  04271*  04273* 

04319   04321  04702*  04720 
05174   C5190 
05648*  05654* 

06066*  06071*  06073" 

06087   06097  06102 
06  199 


05193   05196 

05656*  05696 

06080 

061  12 

06138   06199   06540*  06560 

07157   07834*  07849   08651* 

09703   10226   10427*  10564* 

10643   10661    10613* 
CANCER. METABCLIC  CHANGES  IN 

08800 
CANCER, METASTATIC 

00391*  00407    00583 

01416*  0142b 

01514    01520 

06558   06993 

08658*  08699 

10217   10427*  10565*  10574* 
CANCER, PANCREAS 

02617*  03305*  03312 

04227   04228   04232 

05098*  05101    05103 

05343   05645*  06037 

06535*  06933   07798 
CANCER. RECTUM 

03233   03238 

03278   03280 
04152 


02458 

024f  7 

03^66 

0339  1 

04274* 

05148* 

05202 

0S707 

06061 

061  15 

06763 

08875 

1 0565* 


02459 

02486 

03370 

03394 

04277* 

06157* 

05205 

05704 

06084 

061  1  8 

06  99  6 

09655* 

1057  4* 


02460 
02833 
03374 
03473 
04297 
05163 
05257 
0S706 
06065 
06127 
07005 
09667 
I  0623 


02461 

02  919* 

03377 

03482 

04301 

05172 

05593 

06063* 

06086 

06128 

07C23 

09695 

10626 


01427 
01727 
06996 
08875 


00633 
01438 
02149 
07107* 
089  18 


03314 
04233 
051  14 

06040 
08728* 


006.34  00672 

014f6  01509 

C2227  02292 

07834*  0S33S 

092<;e*  09340 
10626 


00679 
01E12 
02411 

08396 
09657* 


04151 
04205* 
05996 
09569 


03247 
041 10* 
04155 


03239 

03281 

04153 

050CO*  05015*  05C17* 

06834*  06894   069C3 

10476    10480    10461 

CANCER, SMALL  INTESTINE 

02680   03156   03162   03163 
03650   03960   04039   04043 
04928    C4950    05885    05692 
05910   085E6 
CANCER, STCMACH 

00406    02434*  026 

02980 

03079 

03094 

03108 


03316  03850 

04477  04689* 

05116  05124 

06045  06049 

09197*  09606 

03246  03269 

04116*  04118* 

04156  C4169 

05050  0594  8* 

07768  09529 
1  0493 


04219* 
04697* 
05339* 
06259* 
09630 

03270 
041 19* 
04171 
05950* 
09540 


03165  03168 
04058  04062 
05894   05897 


03171 

04083* 
05904 


01362 
01513 
06540* 
08651  * 
09667 


04225 
05097* 
05342 
06528* 


03276 

04121* 

04163 

05954* 

09558 


03305* 
04914* 
05905 


02968 

03078 

03091 

03  1  05 

03905*  03916 

03929   03933 

03954   03960 

04779*  04784 

04613 

05674 

05789 

05606 


04634 
05676 
05795 
05809 


02963 
03080 
03095 
03109 
03916 
03934 
03962 
04793 
04839 
05676 
05798 
0581  1 


02653 

03047* 

03082 

03096 

03111 

03919 

03939 

04037 

04799 

04841 

05742 

05799 

058  12 


09303*  09308 
09354   09355 
10199* 
10259 


06610*  06616*  06621*  06632 
06661  06664  06667  06668 
07605  07612  07614  08369 
08431  08437  06450  08452 
06476  08819 
09352  09353 
10178  I0I90  10192 
10231    10232    10252 

CARBOHYDRATE  ABSORPTION 

00956*  01661*  03640*  04556 
06812*  07249*  08134   08616* 
09915*  09917*  09922*  09924* 

CARBOHYDRATE  DIGESTION 
07451*  09487 

CARBOHYDRATE  METABOLISM 

00233  01192  01287  03112 
06664  06812*  07239*  07426 
07880   07969   08108   08614* 

CARBOHYDRATE  MET ABOL I SM , L I VER 
01134  02002  02003  02476 
04660  06439*  06466*  06481 
07826*  08252  08254  08265 
09155   09233    10301 

CARBOHYDRATE  MET ABOL I SM , SMALL 
03190*  04019*  04080*  04091 

CARBOHYDRATES 

00082   01659*  01996   02073 

CARCINOGENESIS 

00065*  01291   01304   07419 

CARCINOGENESIS, ESOPHAGUS 
09287 

CARCINOGENESIS.GASTROINTESTINA 
02969 

CAHCINOGENESI S. LARGE  INTESTINE 
03209*  03215*  04159   04162 

CARCINOGENESIS.LIVER 

02457  02461  02492*  02863 
04295   04300   04336   07897* 


02956 

03057* 

03084 

03097 

03114 

0  3920 

03948 

04133 

04801 

05654* 

05769* 

05800 

05814 

06647 

06674 

08396 

08453 

09318 

09357 

10204* 


02957 

C305B* 

03086 

03099 

0311  5 

0392  1 

03950 

04696* 

04806 

05666 

05775 

05801 

0561  5 

06655 

C6677 

08399 

06454 

09322 

09360 

1  0205 


C4917*  05931 
08636   09027* 
09931*  09932* 


02960 

03064 

03088 

03100 

03122* 

03927 

03951 

04772* 

04807 

05672 

05776 

05804 

05844 

06657 

06684* 

06402 

08460 

09323 

09547 

1  0227 


05936 
09030 
09939* 


02964 

0  3C75 

03  09  0 

03101 

03545* 

03928 

03952 

04777* 

04806 

05673 

05776 

05805 

06607* 

06660 

07589 

08423 

08469 

09330 

10141 

10229 


05942 
09910* 


05560 

06605* 

06513* 

06645 

07452* 

074S7 

07463 

07842* 

09006 

09424* 

09915* 

1C731* 

02849* 

02857* 

02943 

04506* 

06488 

06503 

07341* 

07387 

08280 

08282 

08760* 

09125* 

INTEST INE 

04546* 

06462* 

07372 

08040 

CARC INOCENFSIS, SMALL   INTESTINE 

04050 
CARCINOGENESIS. STOMACH 
02225   06608*  07590 
CARC [NOGENS 

01074*  07324*  07590 
101 62* 
CARCINOID  SYNDROME 
SET  ALSO   CARCINOIDS 
SEE  ALSO   SEROTONIN 
02646 
CARC INCIDS 
SEE  ALSO 


08212*  08222*  0623e*  06243*  10037* 


CARCINOID  SYNDROME 


01423 
0  69  03 
06658*  08955 


00009*  00517   01382   01386 

06650   06763   06771   06863 

07689   07761   07804 

10530   10801 
CARCINOMA 

10786 
CAKnIOSPASM 

SEE    ACHALASIA 
CAPOlrvASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

00454*  00480   00603   00662*  01J40 

01650*  01692   01698   02077 

02626   02685   02905*  03572 

06831   06939   07009   07053*  07475*  07842* 

08248*  08334*  08466*  08532   06543   08759* 

08768*  08871    09190*  09238*  09603 

09721   09724*  0974  1   09770   10181 

10600   10659   10729*  10756 
CARRIER  STATE. SALMONELLOSI S 

06300   09879 
CATECHOLAMINE  METABOLISM 

03767   08956   0909  1*  09646* 
CATHARTICS 

SEE    LAXATIVES 
CECUM 
SEE  ALSO 

00315 

041  94 

06001 


02153 
0401  0 


107; 


01424 
06996 
09292* 


01469* 

02177 

04288 


05*622 
10331* 


01629 
07  653* 
09542 


0  1497* 

02354* 

06595 

07961 

08761* 

09641* 

10482 


02233 
07686 
10489 


01644 

02524 

06779 

08246* 

08764* 

09676 

10584* 


INTESTINE 
00586   01381 
0451 1   05010* 
06741*  07731 


02687*  02742* 
0L)026   05894 


LARGE 

00580 

04199 

06012 
CELIAC  ARTERY 

04310   05336*  05696   06271 
CELIAC  DISEASE 

00262*  00547*  00548*  00549*  00550*  00354 
01397*  01398*  01400*  01401  01402  01403 
02340  02341  02664  03186*  0J187*  03195 
04090  04097  04098  04914*  04970*  04974* 
04989  04991  05001  05002  05641*  05922* 
05929*  05930*  06260*  06814*  06822  06625 
07709*  07714*  07717   07721 

06933*  09485   09494 


04141 
05973 


04179 
05998 


08617*  08620* 
09496   09497 


09507   10336*  10404*  10408*  10411*  104 


01008 
0781  1 
10124* 


08641 

09501 
CELIAC  PLEXUS 

02617* 
CELLULAR  INFILTRATION 

10336* 
CENTRAL  NERVOUS  SYSTEM 
SEE  ALSO    NEUROENDOCRINE  CONTROL 

00111    00154   00854   00881   00964* 

06367*  07355   07537*  07626*  07609 

08267   08753*  08763*  08998   09040 
CHEMICAL  COMPOSITION, LARGE  INTESTINE 

02895* 
CHEMICAL  COMPOSITION. LIVER 

01828   01829   06435*  06441*  06961*  07225 

07826*  06224*  08267   09146   09151 
CHEMICAL  COMPOSITION. PANCREAS 

07302* 
CHEMICAL  COMPOSITION, SALIVARY  GLAND 

00125 
CHEMICAL  COMPOSITION, STOMACH 

06618*  09077* 
CHEMICAL  TOXINS 
SEE  ALSO   TOXIC  EFFECTS  ON 


01393* 

01680* 

03204 

04977* 

0  59  2  5* 

06830 

08635 

09498 


0  1345* 

0  80  92 

1  0639 


01396* 
02336 
0408  3* 
0498  3 
0592  6* 
07707* 
06636 
09500 
10423 


02032 
08178* 
1073  4* 


07362   07389 


ILIARY  TRACT 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 
00191 


TCXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL 


TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TCXIC  EFFECTS  ON  RECTUM 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
00197* 
CHEMOTHERAPY. CANCER 

01730   02199   02376   02377   02508   03934 
05656*  05949*  06668   0697  1* 
09616* 


05371    05372 
07829*  06819 
CHILDREN, ABDOMEN 
01674*  01723 
08950   08951 


041  54 
071  57 


04319 
07793* 


IN 


03379   03408* 
07698*  07906 


03745* 
10048* 


02679  04485 

08982  09875 

CHILDREN. AECCMEN  TRAUMA  IN 

06790   07692   07895*  08830*  08834 


06267   07721   08043   08326 


1312 


061  13 

10732* 


06199 
10740 


CH ILDPEN.AESCPPTION  IN 

00049*  00056*  06613*  09915* 
CHILDREN, ACUTE  ABOCMEN  IN 

07695   09469 
CH ILDREN.ANUS  IN 

06892   06901   08647* 
CHILDREN. APPENDIC ITIS  IN 

04130    04164    04189   05011*  0S02S 

C6900   07203   07495   09567 
CHILDREN. APPENDIX  IN 

02366 
CHILDREN, EILIARV  DISEASE  IN 

04421*  07106*  07486* 
CHILDREN, eiLIABY  TRACT  IN 

00795   05330   06214*  06216*  06250 
CHILDREN, ELEEOING  IN 

05068   06279   07691   06929 
CHILDREN, CANCER  IN 

01519   05024   05905   06199 
CHILDREN, CHOLECYSTITIS  IN 

03498   06989   09830 
CHILDREN, CHOLELITHIASIS   IN 

03525   04417*  06230   09828 
CHILDREN, CIBRHOS IS  IN 

03466   04389*  04397 

0B877   09775   09779 
CHILDREN, CI ARRHEA  IN 
SEE  ALSC   CELIAC  DISEASE 

00827*  00628*  00878   01659*  01660* 

02326*  05354   06256*  06258*  06262* 

07150*  07713*  08626 
CH  ILDFEN, DIGESTION  IN 

08989 
CHILDREN, DUODENUM  IN 

00502*  08291*  06323 
CHILDREN, DYSENTERY  IN 

05349   05350 
CHILDREN, ENTERITIS  IN 

05080   05084   06746*  06785 

08585   08608   09871 
CHILDREN, ENTEROCOL ITIS  IN 

00886   03228*  05093   07154*  08962 
CHILDREN, ESOPHAGUS  IN 

00370   0C371   00375 

02188*  02206   02977 

04768   05723*  05731 

06573 

09255   09270   09280 
CHILDREN, GALLBLADDER  IN 

04417*  06219*  0892  1 
CHILDREN, GASTROENTERITI S  IN 

04483   05352   06261*  08017*  08018* 
CHILDREN. GASTROINTESTINAL  DISEASES  IN 

00845   01657*  02611*  02649   02651 

02673   02676   03204   03287*  03578 

07160 
CHILDREN. GASTROINTESTINAL  TRACT  IN 

00937   01224   01265   014  04   01697 

08030 

10340* 


05689   05959*  06004 


10062   10774   10803 


08943   08944 


07959*  08783   08876 


01661*  01757   01771 
06280   06778   06612* 
09494   09864 


06404   08545   09846* 


06603   06621   0P525*  08583 


00378  01261 

02996*  03022 

05734  05736 

06600   07541*  07542*  07556 

09282  10163* 


01294 

01674 

01675 

04754 

04762 

04765 

05739 

05752 

06380 

08332* 

08337 

09237* 

10164* 

08324 
10854 


08325 


05259 
09757 


05260 
09779 


10559* 


07175   07527 

09862   10198* 
CHILDREN. HEPATITIS  IN 

03427*  03448*  03466 

06832   08835   08854 
CHILDREN. HERNIA  IN 

04764 
CHILDREN. JAUNDICE  IN 

05315   06137   07021 
CHILDREN, LARGE  INTESTINE  IN 

00574*  02357*  02359*  03223*  03226* 

04143   05024   05042   05081   05946* 

06544   07191    07778   06672 
CHILDREN, LI VER  DISEASES  IN 

03339*  03341*  03345*  03376 

05156*  05197   05199   05206 

06968* 
CHILDREN, LIVER  IN 

00005*  00671    00702*  01519 

02139   04660   06085   06095 

07849   07874   07876   07878 

08810   09663   09662   09706 
CHILDREN, MALABSORPTION  IN 

00261*  00263*  00553*  01661*  02102* 

03201   04078*  04087   04097   04098 

04983   04986   04989 

05938   05939   06044 

07716   08626   08629 
CHILDREN, PANCREAS  IN 

00625*  00626*  00628*  00635 

02420   03316   04223   04477 
CHILDREN, PANCREATITIS  IN 

01471*  03322*  04245 
CHILDREN, PARASITIC  DISEASES  IN 

01784*  01787   06095   06296 

08992   08998 


06714 


03382 
06121 


01542 
06102 
07662 
09719 


04996  05000 
06816*  06822 
08634   09493 


00636 
05112 


02654   02663   02672 
03692   05384   06278 


01672*  01873*  04490 
08949   09047    09461 


07051*  06780   08783 


03227*  03228*  03266 

05953*  05978  06000 

09510*  10115*  10464 

04272*  0SI41*  05152* 

06956*  06960*  06967* 


01551  01553  01572 

06103  06106  06160* 

C8784  08785  08791 

10554*  10567*  10565* 

02103*  02328*  02343 

04099  04977*  04980 

05004  05925*  05928* 

06827  07714*  07715 

10257  10425 


00648 
0604  1 


02417 
08785 


02416 
10154 


07203   08067   06969   08990* 


CHILDREN, PEPTIC  ULCERS  IN 

02261    03136   04846*  04908 
CHILDREN, PERITONITIS  IN 

05669    10364 
CHILDREN, PORTAL  HYPERTENSION 

042ef   06105   06109   0O117 

10632   10640 
CHILDREN, RECTUM  IN 

05068   05966   05996   0685o 

09557    1C487 
CHILDREN, SALIVARY  GLANDS  IN 

10815* 
CHILDREN, SALMONELLOSIS  IN 

05349 
CHILDREN, SHIGELLOSIS  IN 

089  43 
CHILDREN, SMALL  INTESTINE  IN 

00311    00312   00313 

03191*  03228*  03662 

04927   04930   04965 

05905   05907   05909 


05650        09390 


07010       10169        10554* 


06663        06666       06902        0774  1 


01368*     01375 

03625*     04031 


OEeiS*     06633 


05631 
05919 
09454 


07666 

10402* 
CHILDREN, STCMACH  IN 

01303   02240 

05810   06628 

09253   09302*  093 
CHILDREN. SURGERY  IN 

00530   08307 
CHILDREN. ULCERATIVE  COLIT 

01461   04207*  05004 

08721  * 
CHILDREN. VIRAL  HEPATITIS  IN 

00706*  00726   01583 

04364   06162*  07075 

09756   09764   09765 
CHILDREN. VOMITING  IN 

06590 
CHLORIDE  AOSOPPTICN 

03632*  06817* 
CHLORIDE  METABOLISM 

07150*  09656   09865 
CHOLANGIOGRAPHY 

00331  00332 
01255 
02164 


05680 
06544 
101 15* 


03051*  03053*  03901* 
07586*  08291*  08394* 
09326   09346 


01376 
04063 
05667 
06769 
10343* 


0461  1 
08404 
09646* 


01  405 
04065 
05866 
06620 
1  0  360 


02305 
04926 
05903 
07191 
10  366 


04613  0481  1 
08471  09082 
10213 


05088 

05090 

06022* 

06027 

069191 

IN 

02551 

03446 

0434  4* 

04351 

04  35  3 

07919* 

07932 

06846* 

09751 

0975  2 

09767 

09775 

00334 
01259 
0351  1 


00335 
01260 
03512 


00339 
u21  55 
03517 


05297*  05302 
07120   07122 


05650*  060O7* 
07132   07502 


07987 
09221 


08007   08303   08305 
09793*  09797*  09798* 
10789   10791   10802 


08896 


01254 

02160 

04722 

07119 

07985 

09207 

10759*  10779 
CHOLANGI TIS 

00805   06973*  07116 

10783   10794 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 

02577*  02579*  02585   03492*  03494* 

04417*  04434   04437   04450   05271* 

07980*  07988   08010   08921 

1C760*  10761*  10778 
CHOLECYSTECTOMY  COMPLICATIONS 

03530   06235   06236 
CHOLECYSTITIS 

00807   00808   00809 
03500   03503 


0034  1 
02156 
03526 
0655  1 
07503 
08329 
10152 


0I2S1 

02153 
03858 
06553 
07510 


01  252 
02159 
04446 
0655  4 
07524 


06766*     0891 3 
10155        1066  9 


10545        10558*     10764*     10  76  8* 


02594 
04289 
04438 
05322 
08895 
10768* 


01643 
03508 


08928 


01644 
03513 


04410*  04411*  04417*  04428 
04440   04455   05287*  05296* 


07974*  07976* 
09627   09836 


10797   10799 


06217*  07130 
06911   0982C 
10775   10780 
CHOLECYSTITIS  DIAGNOSIS 

03497*  06222*  07134 

10802 
CHOLECYSTITIS  ETIOLOGY 

04441   06222*  07976*  07977* 
CHOLECYSTITISuIN  CHILDREN 

03496   08989   09830 
CHOLECYSTITIS  TREATMENT 

02577*  04673   06255 

06916   10765 
CHOLECYSTOGRAPHY 

02165   02166 

07103*  07991 

09B06*  10153 
CHOLECYSTCKININ 

01076*  01927   01956*  02762*  02787* 

05530*  05533*  05653*  06378*  06406* 

06904   09066*  09073*  09089*  09806* 

10007* 
CHOLEOOCHAL  CYST 

05330 
CHOLEDOCHOL ITHIASIS 

01624*  02572*  03502   03504   03524 

07975*  07961*  07984*  07989   08766* 

09834   10761*  10763*  10766*  10771* 


03497* 

05326 

09122* 


01645 

03521 

04432 

05305 

0798  4* 

09837 


04411*  04413* 
07110*  07145 
09810   09819 


02560*  02584 
03537   03544 


04433 
05319 
0  79  99 
10545 


04435 
0532  0 
0889  1 
10758* 


07991   07998   06915   06916   10776 


07974*  07997   08003   06891   08899 


02167 
07998 


02170 
08000 


02171 
08007 


10758*  10795   10799 


03841 
0890  0 
1  0800 

03735* 
07281* 
09944* 


04410*  04416* 
06913   09794* 


04621*  04623* 
07473*  07503 
09968*  09983* 


04410* 
08893 


05310       0710S* 
09794*    09796* 


CHOLELITHIASIS 

00761*  00777*  00782 

00813  00814  00815 

01621*  0162J*  01635 

02574*  02=75*  OZS90 

03=31  03535  04315 

0E29U'*  05256*  05299 


00796 

00gl7 
02159 


00788 

00816 

01637 

02592 

04414*  04435 

05311    05329 


0081  0 
OOf  1  s 
02162 


06064*  06211*  06217*  06220*  06237 


02E38*  03491* 
04453 
05331 
06239 


07144   07343*  07811 
08885*  09824   09835 


0892?   09803* 


5295* 
09795*  09804* 


07109*  07111*  07137 
07985   07-00   08005 
10558*  U   •)  )*  I07S8*  10760*  10762*  10767* 
10790   10793 
CHOLELITHIASIS  COMPLICATIONS 

03S18   03519   08539   08894 
CHOLELITHIASIS  OIACNGSIS 

03492*  07118   07981*  07984*  10788 
CHOLELITHIASIS  EPIDEMIOLOGY 

02570*  04409*  06221*  07112*  07146 
10773* 
CHOLELITHIASIS  ETIOLOGY 

00089*  00769*  01073*  02570*  02573*  02574* 
04412*  04415*  04418*  04423*  05293* 
06236   07112*  07977*  08931 
CHOLELITHIASIS  IN  CHILDREN 

03525   04417*  06230   09828 
CHOLELITHIASIS  PATHOLOGY 

04447   08917   10788 
CHOLELITHIASIS  SURGERY 

07980*  07989   08887* 
CHOLELITHIASIS  TREATMENT 

03492*  03502   03532   03533 
10762*  10769* 
CHOLELITHIASIS, AGE  FACTORS  IN 
00785   00786   02570*  07990 
CHOLELITHIASIS, DISEASES  ASSOCIATED  WITH 

00541*  06221*  0980C*  10766* 
CHOLERA 

00060*  00061*  01658*  01771 
04464   04672*  05348 
07189   07192   07193 
10811*  10845 
CHOLERETIC  AGENTS 

00194*  00217   00814 
04637*  04642*  C6324 
CHOLESTASIS 

00658*  00683   00767*  00791 
01533   01623*  016SS* 
02576*  02582   02591 
051  13 
07017 

09110*  09652*  09658*  09679 
10S3o>  10559*  10=71*  10584*  10655 
CHOLESTEROL 
SEE  ALSO   HORMONAL  CONTROL  CF  GALLBLADDER 
SEE  ALSO   LIVER  METABOLISM 


0081  1 

00819 

02571* 

03495* 

051=4* 

05900 

06242 

07971* 

1  0228 

10768* 


00812 

00823 

02=73* 

03515 

05289* 

05902 

06950* 

07982* 

I  0369 

1 0770* 


09835   10760*  10765* 


04406*  04409* 
05321  062IS* 
10676*  10765* 


04406*  04447   06208*  06212* 


01772 
05863*  06273 
08031    08558 


01849 

06506* 

09424* 


02291*  03903* 
07153*  07188 
09849*  10768* 


00863 
0645C* 


01  186 

10034* 


01638   01960*  02635 


04407*  04424 
06998  07000 
08884*  08926 


00792   00793 
01963*  01967*  01968* 
03346*  03353*  03372 
05288*  05304   05315 
07121    07315*  07891* 


01621*  02575* 
04415*  04418* 
0=592   05881 


02574*  02896*  03497* 
10086    10129   10130 


00769*  01086*  01129   01131 

03639*  03643*  03757*  03766 

05293*  05295*  05322   05588 

07144    10035*  10767* 
CHOLESTEROL  ABSORPTION 

00942*  00957*  01955*  03642*  04547*  04548* 
CHOLESTEROL  METABOLISM 

01955*  02050*  02571 

07788*  07973*  09489 
CHOLESTEROL  METABOL I SM. L I VER 

00708*  01072*  02033   02425*  02636*  02849* 

04639*  05157*  05288*  05548*  05550*  06064* 

06475   07311*  07342*  07351*  07430   08240* 

09143   09148   09912*  10020*  1004S*  10060* 
CHOLESTEROL  SYNTHESIS 

02050*  04406*  04679 
CHOLE STEP CL, BLOOD 

05881 
CHOLESTEROL, SERUM 

02578*  02745*  03421*  03426*  03642*  04263* 

07465   07531   07711*  07973*  09801*  10050* 
CHOLINERGIC  AGENTS 

01017*  01025*  01033*  01059*  01335*  01667* 

07265*  07267*  07275   07276   09949*  10004* 
CHRONIC  GASTRITIS 

04796   04815   07598 
CHRONIC  HEPATITIS 

00713   00720   00726 

00734   00735   00736 

02442*  02554*  C2S55 

04309   04376 


01141  01204* 

01969*  02154 

03386  03752* 

06074*  06442* 

08009  08824* 

09711*  10036* 


03491*  03495* 
04653   04664 
06211*  06220* 


05288*  09024* 
04412*  06423* 


04278*  04638* 

06437*  06470 

08885*  09120* 
10093 


548*  07351*  07375   07430 


04967*  07009 


01903*  07264* 
10270* 


04364  04385 

05254*  052E5 

06141  07054*  07081 

07916*  07948*  07950 

08977  09463 

10696*  10714* 

10723  10724 


00729*  00730*  00731* 

01493*  01577*  01597* 

02556  03449    C3450 

04377*  04378*  04379*  04380* 

04394*  04698*  05146*  05154* 

05256*  05257  05258   05259 

07084*  07085   07086 

07951  08814    08868 

09636*  09758  09776*  09778 

10716*  10717*  10718   10719 


00732 

01598 

03457* 

04382 

05225* 

05260 

07087 

08869 

09779 

10720 


00733 

01599 

03487 

04383 

05226* 

05261 

07894* 

08670 

09894* 

10721 


02421* 
04247 
051 19* 
05646*  U6035* 
07034  07303* 
09615*  09619* 
10542 


01090*  01095   01807* 
09929*  09954*  100  17* 


CHRONIC  PANCREATITIS 

00630*  00647   00648   00650 

03330   07331    03333   04237* 

04624*  04690*  04701*  05097* 

05127   05135   05136 

06954    06955   07033 

08749   087S0   08751 

09630   10508*  10541 
CHYMCTRYPSIN 

01936*  03562 
CIRCADIAN  RHYTHM 

00018*  00235 

08283   08995 
CIRCULATION  IN  CIRRHOSIS 

07956*  07966   09638*  09781 
CIRCULATION  IN  HEPATITIS 

07O36   09771 
CIRCULATION  IN  JAUNDICE 

06964* 
CIRCULATION  IN  PANCREATITIS 

09628   10543 
CIRCULATION  IN  PEPTIC  ULCERS 

09409 
C IRCULATIDN 

02450* 
CIRCULATION  STUDY  TECHNI QUE S .GASTRUl N 

01171*  01 183 
CIRCULATION, ABDOMEN 

00759   01678*  01692   03461*  05373 
CIRCULAT  ION, BILIARY  TRACT 

02911*  03511    04420*  04421*  07126 
CIRCULAT I  ON, ESOPHAGUS 

00281    00901*  03606*  05426   05663 
CIRCULATION, GALLBLADDER 

01831   02728   06377*  10118* 
CIRCULAT I  ON, GASTROINTESTINAL 

00244   00251    0054C*  O0B34   00937 

01694   01733   01819   02080*  020t>3» 

02622   02685   02690   02905*  02907* 
03621   04462*  04471 


02423  05327*  03329 

04240  04251  042S4 

05123*  05124  05125 

06051*  06053  06948* 

07608*  07810  07815 

09626  09628  09629 


064O4   U7380   08151* 


IN  PORTAL  HYPERTENSION 


03817*  03820 
06453*  08947 
CIRCULATION, HORMONAL  CONTROL  OF 

0  1 175* 
C IRCULATION, LARGE  INTESTINE 

0C116   00240*  01183  03822  04177 

07659   07765   09037*  0904  1  09iy0* 
CIRCUL ATI  ON, LIVER 

00205*  0C206*  00214  00220  00238* 

00324   00669  00681  00662 

00772*  00910*  00930  01171* 

01243   01485*  01492*  01961* 

02105*  02429*  02436*  024o7* 

02952   02953  02955  02962 

03368   03369  03376  03380 

03477   03596*  03756*  03762* 

03926   04268*  04278*  043  03 

04388*  04393*  04396  04398 

04688  05144*  05145* 

05199  05264*  05267* 

05576  05622*  05629 

06065*  06066*  0O075* 

06336  06340  06516* 

07043*  07143  07329* 

08235*  08759*  08829* 

09187*  09193  09194  09196 

09907   10018*  10026*  10678 


T  E  S  T  I  N  AL 


09154       09192 
06522       06585 


01  169*  01  170* 

02085*  02093 

02975  03555 

046d6*  04915* 


01  182 
0210  4* 
03816* 
05386 


06J53*  0o517*  07654* 


00250 

00751 

01242 

02091 

02951 

03367 

03474 

03824 

04320 

04649*  04687 

05161    05163 

05324   05327 

06026   06062* 

06187*  06319 

06982    06991 

07890    07960 

09144 

0  97  02 


00239* 

00683 

01 174* 

01970* 

02562* 

02985 

03383 

0381  7* 

04306 

0442  0* 

05148* 

05270* 

05649* 

06  07  7 

06518* 

07820* 

09001* 

09647* 


00243 

00684 

01  1  80 

02082* 

02853* 

02986 

03395 

0J819 

04308 

04554 

05149* 

05273* 

05697 

06096 

06520 

07850 

0901  1 

09653* 


00249 
00686 

01  18  1 

02  09  0 
0291 5* 
03357 
03468 
03823 
04  31  0 
04  64  2* 
05156* 
05274 
05698 
06  10  1 
0695  9* 
07852 
09  1  19* 
09701 


CIRCULAT ION, LYMPH 

03614   04235*  04395*  07726*  0  80  16* 
09933* 

CIRCUL AT  I  ON, MESENTERY 

02176   02318   04471   04472   06521 
09172*  09180*  09191*  09880   10331* 

CIRCULAT ION, PANCREAS 

00252   02906*  02918*  03313   04310 
06046   06427*  07035   09002*  09195 

CIRCUL AT  ION, PORTAL 

00207*  00243   00246 

01172*  01173*  01606' 

06203 

07904   08067*  03100 

09909    10502*  10552*  10600 

CIRCULATION, SMALL  INTESTINE 

00240*  00529  01801*  04026 
04912*  04929  04940  04945 
05624*  05625*  05628*  05669 


09616*  09701 


06765   07525   08527* 


05117   05127 
10010*  10511* 


00247  00248 

02084*  02864* 

06453*  06518*  06529*  07022 

08762*  08764* 


04046 
04955 
05907 


07654*  07659   08123*  09037*  09041 
09923*  09926* 

CIRCULAT I  ON, STOMACH 

01175*  01179   01908*  01916*  01923 
03818*  04818   04834   05426   05626* 
06519*  08104   09008   09074*  09075* 

CIRCULATION, TOXIC  EFFECTS  ON 
02085* 


00326  00359 

05152*  05622* 

07244*  07839* 

08797  08970 


04465  04549* 

04966*  05446* 

06517*  07227 

09165*  09190* 


02086  02262* 
05632  05620* 
09973*  10207 


00655 
06075* 
07868 
09  12  4* 


04550* 
05  47  0* 
07643 
0919  1* 


03702* 
06404* 


131lt 


CIRRHOSI S 
SEE  ALSO 
SEf  ALSC 
SEt  ALSO 
SEt  ALSC 


ASCITES 

ESOPHAGUS  VARICES 

LIVEP  COMA 

PORTAL  HYPERTENSION 


C0740*  00743  00744 

007^7  00765*  012S0 

01  t.08*  0161  3  01615 

02f6&*  02569  02615* 

03455*  03457*  03459* 

03475  01476  03473 
03487 
04403 


00746   00748  00749   00750    00752 

C1601*  Oieo?*  01603*  01604*  01605* 

01616   02441*  C2442*  02494*  02514* 

02915*  033e7  C3400 

C346C*  034fl*  03465 

0T479    03482  034rt4 


03546*  04069*  04270*  04338   0438b 
05146*  05193 


03408*  03447* 
03468  03473 
03495  03486 
04396  04398 
'!276 


05262*  05264*  05265*  05266* 

05284  07089*  07090*  07091*  07093*  07094*  07095   07098 

077C6*  07820*  07827*  07632*  07694*  C7954*  07956*  07965 

07<-.67  08065*  08865*  08872   08874   0887S   08862   08977 

089^^6  09187*  09201*  09463   09693   09786   09791    10560* 

10564*  10583*  10717*  10727*  10738*  1074  6   10749   10751 

CIRRHOSIS  CCI/PL  ICATIONS 

00696*  C1609*  02447*  02450*  02561*  03463*  03464*  03481 

04399  04402   05151*  05154*  05279   06187*  06190*  06197 

06199  06202   07955*  CP879   10562*  lOSSO*  10726*  10728* 

10733*  10743   10755 

CIRRHCSIS  DIAGNOSIS 

00271*  02105*  02152   02  153   02914*  03462*  03470   03657 

04386*  04397   04698*  04703*  05148*  0S263*  05280   05282 

06207  06979   06981   07484*  08765*  06864*  09656*  09670 

09674  09765   10153   10563* 

CIRPhCSIS  tPIDFMIOLOGY 

00737*  01611    02496 

06188*  06189*  07962 

CIRRHCSIS  ETIOLOGY 

01611  02565   02566 
07962  08876    Ce880 

CIPPHCSIS  IMMUNCLCGY 

01612  04390*  04392*  05280 
08877  08883   09688 
10687*  10688*  10715* 

CIRhHCSIS  IN  CHILDREN 

03466  04389*  04397 

08P77  09775    09779 

CIRRHOSIS  PATHOLOGY 

03452*  04387*  04388*  0439 


02565  02566  03387 

09649*  09786  10737* 

04394*  05268*  05275 

10043*  10732* 


03458*  05268* 


06192*  05194* 


„  ,. 06192*  07508   08783   08816 

09777*  10569*  10584*  10587*  10685* 
0719   10735*  10736*  1074  7 


06 1 1 3   06199 
10732*  10740 


07959*  08763   06676 


034t,^*  u»^o,.  w-o  =  =  ^  „,,„.-  04393*  04395*  05267*  05268* 

05269*  05272*  06188*  06191*  06192*  06193*  06194*  06206 

07957*  07959*  09636*  09662  10074*  1074  2  10750 
CIRRHCSIS  TREATMENT 

02493*  02556*  02559*  02561*  03470  03474  04347*  05141* 

05285  06185*  C6190*  06202  06205 

07960  07968  06820  08879  08881 

10725*  1073C*  10734*  10752  10755 


05277  05281 
07088*  07097 
10569*  10715* 


05274 

06207 

C9780* 

1  0756 

IRRHOSIS. ALCOHOL  IN 

00737*  00745   01600*  01604*  01610*  01617 


01618   01765 


04398   04403   06189*  07090* 


05270*  05273*  07099 
10733*  10752 


07955* 


05650*     07953*     09711*     09786 


09783 


02563*  02565   02567   02568 

07099   07627*  10426*  10513*  10584*  10737* 
CIRRHOSIS. ASCITES   IN 

00757   01487*  02561*  03464* 
08664*  08666*  09780*  09792 
CIRRH05 IS.BIL lARY 

02440*  02557*  C5271*  05300 
09790   10576*  10736*  10739* 
CIRRHCSI S. FLOOD  COAGULATION  IN 

08614    10729*   10754 
CIHRHCIS  IS.C  IRCULAT  ION  IN 

07956*  07966   09636*  09781* 
CIRRHCSIS.DISEASEE  ASSOCIATED  KITH 

00674   00709*  007  10*  00711*  01600*  01607*  01608*  01610* 
01799   02312   02557*  06193*  06195*  07101   07102   08671 
08878   09787   10722   10739*  10740 
CIRRHOSIS. ELECTROLYTE  METABOLISM   IN 

07092*  07968 
CIRRHOSIS. EXPERIMENTAL  „,„„„. 

00747   01093*  01614   04391*  06143*  C6I92*  07038*  07898. 
06235*  09168    10074* 
CIRRHOSIS. MFTABOLIC  CHANGES  IN 

01560*  05284   07092*  07955*  07964 
08867*  08672   09122*  09782*  09784 
10731*  10732*  10732*  10741    10744 
10757 
CIRRHOSIS.POSTNECROTIC 

08873 
CIRRHOSI S. WATER  METABOLISM  IN 

07092*  07968 
COPALT 

01633*  05655 
COBALT  ABECRPTION 

01834*  07248* 

COL  IT  IS 

SEE  ALSO 

SEE  ALSC 

SEE  ALSO 

SEE  ALSO 

00594 

03260 


CCLITIS  COMPLICATIONS. ULCERATIVE 

00612*  04214   05139*  06023*  06024*  06026   06029 
COLITIS  DIAGNOSIS 

09520*  10448 
COLITIS  DIAGNOSIS. RADIOLOGY  IN  ULCERATIVE 

08722* 
COLITIS  DIAGNOSIS. ULCERATIVE 

00618   00624   01231   01460   02133   02399*  03303   04204* 
05086   06923   08724   09584*  09589   10434*  10500* 
CCLITIS  EPIDEMIOLOGY. ULCERATIVE 

02404*  04218   06016*  06019*  07789*  08655*  10499*  10503* 
COLITIS  ETIOLOGY 

04161 
COLITIS  ETIOLOGY, ULCERATIVE 

00610*  00623   02405*  04203*  0  4218 
09598 
COLITIS  HISTOLOGY. ULCERATIVE 

00608* 
COLITIS  IMMUNOLOGY, ULCERATIVE 

00609*  00615   0062  1   00622   00623 
10505   10567* 
COLITIS  IN  CHILDREN. ULCERATIVE 
01461   04207*  05004   05088 
06721* 
COLITIS  PATHOLOGY 

05023* 
COLITIS  PATHOLOGY, ULCERATIVE 

01456*  01459   01461   04203*  04218 
09594 
COLITIS  SURGERY 

04161 
COLITIS  SURGERY. ULCERATIVE 

00611*  00619   04206*  05863*  05975 
08655*  08726   09595   09597   10345*  10439*  10502*  10504* 
COLITIS  TREATMENT 

03240   05053 
COLITIS  TREATMENT. ULCERATIVE 

00611*  00616   02655   04205*  04206*  04209*  05086   0S09I 
06021*  06025   06030   06917*  08721*  10502* 
COLITI S, CLINICAL  STUDIES  OF  ULCERATIVE 

0061 1  *  07791 
CCLITIS. DISEASES  ASSOCIATED  WITH  ULCERATIVE 

00611*  00612*  00613*  00620   01462   01647*  03397*  02398* 
02399*  02400*  02403*  06023*  06024*  08643*  08721*  08725 
09586*  09590 
COLITIS. DRUG  TREATMENT  OF  ULCERATIVE 

02396*  02404*  06915*  06919*  06924   09596 
COLITI S. GRANULOMATOUS 
SEE  ALSO   CROHNS  DISEASE  OF  COLON 
03286* 
COLITI S. IMMUNOLOGY  IN  ULCERATIVE 
06916* 


07969 
09788 
10746 


08865*  08666* 
10026*  10575* 
10748   10753 


ENTERITIS 
ENTEROCOLI TIS 
GASTROENTERI TI S 
REGIONAL  ENTERITIS 
00595   01432   02354*  03241 

03261  04IC7*  04108*  04123*  04124*  05035 
06835*  06875  06893  07672  07773  0952  3*  09536 
09580   10387*  10454   10462   10463 


03242   03243 


10491    10492 


03250 
05057 
09554 
1049S 


0S08S*  O6O07   09586* 


05085*  069  18*  10  39  2* 


05090   05022*  06027   06919* 


06022*  06025   06028 


0602  2*  07792   08648* 


COLITIS.ULCERATIVE 

00540*  00589   00614 
02402*  02406 
03290*  03291 
03296   03296 
04215   04216 


00617  01457*  01458*  02397*  0240  1* 

02597  02622  03285*  03286*  03287* 

03291*  03292  03293   03294 

03301  03302  03570 

04269*  05087  05089 


0329S 
04124*  04213 


06801*  06891 

06921  06922 

08725  09472* 

09925*  1029  1 


02407 
03291 
03300 
04217 
06914*  06915*  06916*  06917*  06916*  06920< 
07781   07787*  08642   08643*  08655*  08701 
09585*  09587   09588   09591   09592   09593 
1C336*  10435*  10499*  10501*  10506   10507 
COLLAGEN 

01417*  01418*  01560*  01615   Oi613 
COLLAGEN  01 SEASES 

07907*  08021*  06617* 
COLON 

LARGE  INTESTINE 
03206*  03208*  03210*  03211*  03212*  03213*  03221* 
03234   03235   03241   03250   03251   03252   03253 
03255   03256   03258   032S9   03260   03263   0326S 
03273   03274   03275   03282   03265*  03608*  03620 
03676*  03679*  03680*  03804*  03834*  03847 
04064   04103*  04  109*  04110*  04  113* 

04128   04136   04138    04144   04146 
04155   04157   04160   04162   04165 
04172   04174   04175   04176   04178 
04187   04191   04196   04200   04201 
04543*  04580*  04585 
05031   05032   05033 
05064   05065 
05476   05477 


SEE  ALSO 
02698 
03232 
03254 
03266 
03672* 
04040 
04125* 

041  49 
04169 
04185 

042  16 
05030 
05055 


04127 
04154 
04170 
04186 


05062 


03928 
15*  04  1  1  7* 
04147 
04167 
04184 
04213 


05416*     05475 
05685       05887 


05014*  05017*    05021*     05029 

05038  05042       05045        05048 

05066  05076       05078 

05478  05612       05613 

05946*    05953*    05955*  05956*    05960 

05967       05969       05971  05984       05985 


06009        06010        06016        06186*    07770 


05415* 
05684 
05961 
05987 
1049  0 


05963        05964 
05992        05993 

COLON    DIAGNOSIS 
05643*     05644* 

COLON    FISTULAS 
09477 

COLON. CROHNS    DISEASE     OF 

00539*  00540*  00592  01676*  02099*  02128  02353*  03192* 
03229*  03245  03292  03293  04122*  04209*  04214  05016* 
05018*  05057  05976  05980  06013  06020*  06832*  06918* 
07672  07737  07789*  07790*  08696  08720  08722*  08723* 
09477  09521*  09546  09589  10393*  10449  104S0  10467 
10499*     10500* 


1315 


01676*  02132  023^6* 
05018»  0S944*  CSSSl* 
0438*  10442* 


COLON. IRRITAELE 

00571*  00624   00864   02668   03244 
09E36   10431*  10462   10474   1  04'38 

COLOSTOMY 

00E37  01441 
04112*  04158 
07194   07726*  09531 

COMA. HEPATIC 
SEt  ALSO   LIVER  COMA 
02434*  02480 

CCMA. LIVER 

01506   C1556*  02434*  03342*  03362 
04272*  04276*  05147*  05151*  051t9 
05227*  05237   06060*  06077   06068 
06183   06186*  06969*  06999   07840* 
09646*  09665   09746   10426*  10582* 
10628    10652   10716* 

COMMON  BILE  DUCT 
SEE  ALSC    BILIARY  TRACT 


05006*  07777   08557 


02380 
06843 
10496 


03363 
05170 
06121 

08250* 
10588* 


04103*  04105* 
06849   06881 


03385  03486 

05171  05192 

06129  06160* 

08799  09640* 

10589*  10591* 


00770* 

00772* 

00806 

00823 

02446* 

02  58  8 

02600 

02601 

03490* 

03493* 

03496* 

03502 

03525 

03528 

03S39 

03540 

03646* 

03681* 

C3930 

04408* 

0441 3* 

04425 

04442 

04446 

04563* 

04571* 

C4E72* 

05289* 

05290* 

05301 

05302 

05312 

05471* 

06061* 

06214* 

06225 

06228 

06232 

06237 

06242 

06249 

062S4 

071 10* 

07142 

0  75  03 

09138* 

09189* 

10067* 

10759* 

COMPUTERS 

IN  DIAGNOSIS 

02970 

03220* 

03833* 

047C9 

07513 

08295* 

0  8318 

08321 

09226 

10632 

C0N6EMTAL  ANCMALIES 

00  532 

00586 

00662* 

00773* 

00774* 

00806 

00823 

00832 

00833 

01302 

01368* 

01420* 

0  1449 

014S0 

01451 

01600 

01697 

01698 

02  179 

02204 

02285* 

02305 

02432* 

02487 

02581 

02588 

02598 

02629 

02673 

C3160 

041 13* 

04260* 

04916* 

04961 

04981 

05179 

05327 

0E36C 

05765* 

05780 

05803 

05807 

05816 

05867 

06005 

0604  4 

06047 

06093 

06227 

06228 

06269 

06590 

06776 

0681 7* 

06819* 

06839* 

06874 

06926* 

06962* 

06975* 

07125 

07136 

07539* 

07795* 

07826* 

07837* 

07844* 

07862 

07668 

07897* 

07960 

08342 

08356 

08382 

06401 

08429 

0=455 

08472 

08958 

09264 

09267 

09269 

09281 

09343 

09345 

0939  3 

09435 

09456 

09492 

09607* 

09825 

10158* 

1 0197* 

10368 

10422 

10477 

10600 

10618 

10745 

108S0 

CONSTIPAT 

CN 

00357 

00679 

00880 

01749 

017E0 

C1751 

03227* 

04113* 

04132 

04467 

05989 

05990 

05995 

06003 

07  183 

08061 

02947 
03854 


02963 
03863 
05S82 
08900 


08946    10443*  10497 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

01565   01963*  02436*  02495*  02498 

08824*  09679   09710* 
CONTRAST  MEDIA 

02920*  02929   02944 

03834*  03846   03853 

05292*  05636*  05660*  05688 

07205*  C8011*  08264   08331 

09240*  10577* 
COOLING  TREATMENT  OF  BLEEDING 

01650*  09305   10268* 
COPPER 

01673* 
COPPER  ABSORPTION 

07039* 
COPPER  EXCRETION 

07025   09634* 
COPPER  METAEOLISM 

02440*  03749*  06113 
COPPER  METABOLISM, LIVER 

00934   01199*  04262*  05178 

09012   09790 
CORT  ICOSTEROIDS 

00010*  00122 

01042   01046 

02258*  02273 


0466  1   07050*  07892* 


02974 
04  10  5* 
06036* 
09136* 


02979   03647* 
04509*  04707 


06054 
09218 


06C67* 
09229 


06162*  06957* 


061  13 


00539*  00688 
C1085*  01135 


00765* 
01135  01393* 
02862*  04554 


02320' 

06451*  06458*  06462*  06801*  07097 
08021*  08026   08114*  08237*  08727* 
09152   09170*  09354   09473 
10029*  10033*  10090 

10852 


09583* 
10104*  1034S* 


10673*  10744 
CROHNS  DISEASE 
00539*  00540 
02319*  02320 


00542   00543 
02321*  02323 


00617 
02382 


03184   03192*  03229*  03287*  03288* 

04069*  04070*  04071*  04072   04073 

04966*  04967*  04968*  04969   05089 

05913*  05914*  05915*  05916   05917 

05930*  05980  06013  06020*  06798* 

06803   06804  06805  06606   06808 

07698*  07700*  07701  07702   07703 

08604*  0860S*  08607  08609   08610 

08642   08648*  08656*  08666   09471* 

09475   09478  09582*  09583*  09584* 

10389*  10390*  10394  10396   10397 
10435*  10504* 


07461 
06194* 


0102  3* 
01587 

05256* 
0729  8 
08855 
09596 
10387* 


01 196* 

02403* 

03289* 

04074 

05140* 

0591  8 

06799* 

06809 

0777  1 

0861  1 

09472* 

10336* 

10432* 


07869   08159 
07025   07039* 


01024*  01040 
01781   02003 


05976 

07377 

09081 

09930* 

10510* 


01676* 

03182* 

03290* 

04075 

05639* 

0S919 

06800* 

06810 

08602* 

08612 

09473 

10387* 

10433* 


06314* 
07642 
09145 
1 0025* 
10576* 


01677* 

03183 

04044 

04076 

05912* 

05920 

06801* 

07697* 

06603* 

08613 

09474 

10388* 

10434* 


CROHNS  DISEASE  OF  COLON 

00539*  00540*  00592 

03229*  03245   03292 

05018*  05057   05976 

07672   07737   07789* 

09477   09521*  09546 

10499*  1 0500* 
CRYOSURGERY 

06068*  06970*  09690 
CUSHINGS  SYNDROME 

06178*  09698   09979* 
CYST.CHOLEDCCHAL 

05330 
CYST  ADENOCARCINOMA 

07897*  08732 
CYSTADENOMA 

06943   07804 
CYSTIC  FIBROSIS 
SEE  ALSO   MUCOVISCIDOSI 

06754   07795*  07797 
CYSTS. APPENDIX 

08702 
CYSTS. BILIARY  TRACT 

01634   03496*  03540 

08034   08903   09806* 
CYSTS. DUODENUM 

05682 
CYSTS. GALLBLADDER 

03543   07128   07983* 
CYSTS, GASTROINTESTINAL 

00375   00806   00895 
CYSTS. LARGE   INTESTINE 

00586   03260   07780 
CYSTS, LIVER 

00358  00690 
03375 
0SI86 


01676* 

03293 

05980 

07790* 

09589 


02099* 
04122* 
06013 
086  96 
10393* 


02128  02353*  03192* 

04209*  04214  05016* 

0602  0*  06832*  06918* 

08720  08722*  08723* 

10449  10450  10467 


07803   07866 


06  214* 
09808* 


06249 

09825 


06962*  07136   07995 
09831    10581* 


00896   02941   05356   10826 


08653*  09566 


00691 
03378 
0611  1 


08985*  0968  1 


03306 
0511  1 
06977 


01269 
04279 
06120 
09694 


0  2932 

05155 

08074 

10771  * 
CYSTS, MESENTERY 

01719   04111*  07167   07176 
CYSTS. PANCREAS 

02137   03089 

04224   04227 

06047   06048 
CYSTS. RECTUM 

10495 
CYETS.SMALL  INTESTINE 

05882   07648* 
CYSTS, STOMACH 

031 02   031 1 0 
CYTOLOGICAL  DIAGNOSIS 

02112   02113   07600 
CYTOLOGY.EXFCLI AT  I  VE 

02717   09263   10199* 
CYTOLOGY, LIVER 

02454   02465   0273  1 

05431   OSSeS   05703 


0331  1 
051  12 
08034 


10565* 
10205 


03357 
06076 


01270 
04284 
06128 
0 1*7  0  7 


03315 
051  18 
10S12* 


01501       01799  02700 

04294       04296  04316 

06958*    06962*  07897* 

10607        10620  10638 


03317       03318        04220* 
06032*    06039        06046 
10528       10534* 


102  06 
04266* 


04S29   04S45*  04662 


DEFECATION 

00991*  06394 
DEGLUTITION 

00100   00253   00981* 
CEHYDRAT  ION 

01658*  04480   04491 
DIABETES  MELLITUS 

01422*  01462   01543 

03771   04225   04239* 
07114*  07370 
08954   09133* 


06840*  06852   09550 

00982*  01193*  02767   06380 


00718   01682*  06351* 


06925- 
08787 
10541 
DIALYSIS 
00259: 
DIAPHRAGM 

SEE    DIAPHRAGM  HERNIA 
SEE    HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

02619*  04764   05727 
05760   07539*  08378 
DIAPHRAGM  RUPTURE 

03935   10650 
DIARRHEA 

00504*  00545*  00560 
01747  01748  01758 
02645 
02676 
03199 
03583 
04210*  04211*  04212* 
04608*  04780*  04973* 
06257*  06260* 
07184  08012* 
09840*  09842* 


04918* 

01607*  02142  02246 

04573*  054B6*  0S5B0 

07452*  07562  0766  1 

09931*  09965  10201*    10264 


02618* 
05942 
0  7898* 


02  73  6* 
06051* 
0877  0 

losia* 


H 


05732       05733        05734       05738 
OaSOS       09264       09267       09285 


02644 
02672 
03198 
03582 


05941 
07180 
09551 


0265  1 
02678 
03204 
03942 


10717*  10804*  10807* 


00597 

02337 

02659 

03186* 

03223* 

04019* 

04464 

05337* 

06273 

08037 

09844* 

10827 


00627* 

02607* 

02660 

03187* 

03296 

04067 

04467 

05353 

06275 

08045 

09856 

10845 


01662* 
02608* 
02663 
03188* 
0354  5* 
04  081* 
04  48  0 
05355 
06515 
08946 
09665 
1085  7* 


016  79* 

02610* 

02668 

03190* 

03562 

0  40  89 
04491 
05390 
07149* 
08983 

1 0409* 

1  0869 


01681* 
02629 
0267  1 
03197 
03581 
04  099 
0457  3* 
0579  1 
0715  3* 
0929  7* 
1041  2* 


X316 


DIARRHEA  IN  CHILDREN 
SEE  ALSC   CELIAC  DISEASE 


00827*  00828*  00878   01659*  01660*  01661*  01757 
02326*  05354   06256*  06258*  06262*  06280   06778 
08943   08944   09494   09864 


01771 

06812* 


02652 

04087 

07422 
03621*  08867*  09056 
10116*  10737* 


02650 
04086 
07197 


07150*  07713*  08626 
DIARRHEA  TREATMENT 

01617   01658*  01771   01772 

06262*  06264   07184   10804* 
DIETARY  DEFICIENCIES 

00040*  02492*  02649 

02892*  03554   03805 

06445*  06472   06499 

07458   07858   08282 

09128*  09622    10053* 
DIETARY  DEFICIENCIES  IN  LIVER  INJURIES 

05578   10610 
DIETARY  DEFICIENCIES  IN  MALABSORPTION 

07718   08520*  10421 
DIETARY  DEFICIENCY  IN  LIVER  INJURIES 

02492* 
DIETARY  FACTORS 

00027   00083   00178*  00212 
00641*  00768*  00829*  00871 

01035*  01043   01056*  01057* 

01106   01126   01128   01129 
01396*  01400*  01415*  01539 


02326*  02638   02639   04104* 


02706*  02852*  02882 

0556  1   06439*  06441* 

07428  07434 

09095  09108* 


07427 


00213 

00233 

00237 

00548* 

00946* 

00967 

00975 

0CS78 

01058* 

01063 

01103 

01  104 

01  131 

01187 

01318 

01395* 

01540   01602*  01659*  01660* 


01663*  01665*  01667*  01668*  01671*  01672*  01674*  01750 
01764   01769   01804*  01809*  01830   01642*  01908* 
01998   02020   02040   02049*  02213   02217*  02220* 

02257*  02338  0234  1  C2575*  02606*  02709*  02816*  02824 
02849*  02851*  03119*  03379  C3491*  03570  03578 
03732*  03749*  03766 


01763 
01952 


02831 

03642 

04389*  04469   04520   04E53 

04653   04848*  04854*  05198 

05541*  05546*  05597   C5605 


04050  04157  04275*  04325* 

045S9  C4625*  04638*  04639* 

05405*  05422  05527*  05540* 

05606*  05614  05615  05616 


05621*  05g69  05873  05915*  05934  05949*  06034*  06185* 

06216*  06261*  06351*  06366*  06415*  064  17*  06503  06614* 

06775  06932  07109*  07112*  0  7114*  07243*  07245*  07262 

07301*  07302*  07305*  07317*  07344*  07366  07372  07426 

07429  07460  07466  07477*  07493*  07711*  07715  07721 

07757  07977*  08130*  08133   08139*  08177*  08185*  08203* 

08262  08263  06286*  06406   08478*  08481*  08885*  09025* 

09105*  09114*  09115*  09133*  09150  09158  09293*  09387 

09572  09604  09664  09805*  09857  C991 0*  09915*  09963* 

09999*  10017*  10051*  10054*  10074*  10122*  10123*  10  130 

10131  10229  10399*  10402*  10676* 
DIETARY  l«ALABSCRPTION  TREATMENT 

00553*  06818*  06827  07709*  08613 
10414* 


08889   08932*  09504 


06947 
1041 1* 


DIETETIC  THERAPY 
02482   03994 
06621 
I  0129 
DIGESTION 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
00251 


04084   04307 
07713*  08945 


04983 
08971 


04989   05143*  06262* 
09027*  09337   09705 


05465   07259   08348   09098 


BILE 

PANCREAS 
SMALL  INTESTINE 
00875   01756   05369 
DIGESTION  IN  CHILDREN 

08989 
DIGEST  I ON. CARBOHYDRATE 

07451*  09487 
DIGESTION, L IPIO 

04093   05617   07304*  07309*  07706*  07788* 
DIGEST  I  ON .PROTEIN 

03915   06414*  07462   08166* 
DIGESTIVE  ACTION  OF  BILE 

07706*  06755* 
DILATATI ON 

02206   02207 
DILATATI ON. STOMACH 

06646 
DI SACCHARIPASE  ACTIVITY 

00878 
DISACCHARIDASE  DEFICIENCY 

02102*  02329*  03188*  05641*  10410* 
DISACCHARIDASES. SMALL  INTESTINE 

00236   00560   01157*  01158*  02329*  02339 
07451*  06616*  06986*  09027*  09480*  09499   09782*  09910* 
10122*  10399*  10403*  10408*  10412* 
DISEASES  ASSOCIATED  WITH  BILIARY  TFACT 

00763*  01497*  01635   02  178   06223*  06226 
DISEASES  ASSOCIATED  WITH  CANCER 

06833*  07864   08933*  09573   10555* 
DISEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

00541*  06221*  09800*  10766* 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 
00674   00709*  00710*  00711* 
01799   02312   02557*  06193*  06195*  07101   07102   06671 
06876   09787   10722   10739*  10740 
DISEASES  ASSOCIATED  WITH  ENTEROCOLITIS 

00867 
DISEASES  ASSOCIATED  WITH  ESOPHAGUS 
00362*  01292   06580   06591 


03202   05641* 


069S0*  07113* 


1600*  01607*  01608*  01610* 


07537* 


01485*  01469*  01491* 

01543  01549   016SS* 

07654  06604 

I06£f7  10639 


08805 
10644 


00692 


02419   Oil420 


02395 
10  541 


02416 
10543 


06965* 


DISEASES  ASSOCIATED  WITH  GALLBLADDLB 

01627   02209   06247 
CISFASES  ASSOCIATED  WITH  GASTRECTOMY 
00381   05764*  06683*  07993   09J71 
DISEASES  ASSOCIATED  WITH  GASTRITIS 

00418   02244   0224S   06638   10<;09 
DISEASFS  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

00844   01708   01716   01745   02216*  02624   02628 
07176   06032   08933*  08954   10dl9   10  620 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

00653*  00736   01493*  01S80*  OlSol*  01589   01591 
02512*  06161*  07085   08870   09736   10690*  10722 
DISEASES  ASSOCIATED  WITH  HIATUS  HERNIA 

00387   0038S   01273* 
DISEASES  ASSCCIATED  WITH  JAUNDICE 

01625* 
DISEASES  ASSOCIATED  WITH  LARGE  INTcSTINE 

00599  01430  01446  01675*  01685*  02384  0^393 
DISEASES  ASSCCIATED  WITH  LIVER 
00654*  00670  00678  00755 
01457*  01515  01525  01542 
06079  06186*  06968  06989 
09414  09481*  10564*  10609 
DISEASES  ASSOCIATED  WITH  LIVER  DISEASES 

00668   00751   01657*  02451* 
DISEASES  ASSOCIATED  WITH  MALAESORPT I  ON 

00548*  00550*  0056  1   005O3   00564   00647 
01394*  01395*  01396*  01398*  01399*  01400*  01401 
01408   01668*  01684*  02286*  02326*  02328*  02329* 
02331*  02332*  02333*  02334*  02335*  0.;J42   02  343 
02618*  05927*  05929*  05946*  07954*  08617*  08628 
10424   10782   10614* 
DISEASES  ASSCCIATED  WITH  PANCREAS 

00638   01465   02408*  02417   02418 

DISEASES  ASSOCIATED  WITH  PANCRtATITII 

0O640*  00650   00804   01474   01476 

07809   07810   07814   07817   098J7 

DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

00555   01796   08070   09398   10857* 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

00144*  00391*  00459*  00479   00647   01351*  02253* 
02321*  05602   06627   07511   07621*  08505   10226 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

01487*  02190*  02203   02204   0607S*  06105 
DISEASES  ASSCCIATED  WITH  REGIONAL  ENTERITIS 
02099*  02319*  02325   04968*  05914*  07704 
08743* 
DISEASES  ASSOCIATED  WITH  SALIVARY  GLANDS 

00825* 
DISEASES  ASSCCIATED  WITH  SMALL  INTESTINE 

00512   00513   00E36   00866   0IJ71*  01O66*  0  1667* 
02293   02300   07707*  03526*  085J7   09466   10410* 
DISEASES  ASSOCIATED  WITH  STOMACH 

01303   01314   01352*  0224  1   02246   02256*  03722 
06661    10201*  10208 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

00611*  00612*  00613*  00620   01462   01647*  02397* 
02399*  02400*  02403*  06023*  06024*  08643*  08721* 
09586*  09590 
DISEASES  ASSOCIATED  WITH  ULCERS 

01343*  06731    10287 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

00388   01250   01575*  06174   07053*  07079 
09766   10686*  10687*  10713 
DISEASES  IN  CHILDREN. GASTROINTESTINAL 
00845   01657*  02611*  02649   02bbl 
02673   02676   03204   03287*  03578 
07160 
DISEASES  IN  CHILDREN. LIVER 

03339*  03341*  03345*  03376 
05156*  05197   05199   05206 
06968* 
DISEASES  IN  CHILDREN, PARASITIC 
01784*  01787   06095   06296 
06992   08996 
DISORDERS, STOMACH  SECRETION 

06524*  08474   09209*  10250 
DISTENTION 

00133*  00244 
DIURETIC  AGENTS 
00041*  01947 
DIVERTICULA. DUODENUM 

00416   00523   00525   01373 
06794   08576   09432*  09442 
DIVERTICULA, ESOPHAGUS 

01283   02205   03019   05745 
06361   08362   08364   08365 
DIVERTICULA, GASTROINTESTINAL 

09862 
DIVERTICULA. LARGE  INTESTINE 
00570*  00571*  00590   00592 
03252   03263   03265 
04167   05021*  05067 
06864   06866   06676   06906 

06646*  08693   09511*  09517*  0952  0*  09S64 
10469   10475   10498 


10393* 

01494* 
02  10  7* 
08977 
10  660 


00694 
01406 
02  33  0* 
02409* 
10422 


06  04  3 
06951* 


02  32  0* 
10298 


05601*  06643* 


06646 


02  39  8* 
08725 


07907*  09749 


02654 
03592 


02663 
0  53  84 


02672 
06278 


03382 
06121 


04272*  05141* 

06958*  05960* 


05152* 
0696  7* 


07203   06067   08969   08990* 


00637   01015*  02905* 


02451* 


02312 
10356 


07b40< 
08377 


03148*  03160   06781 


07572 
09284 


02355" 


01448 

03680*  04115*  04144 

05072   06961   05963 

07736 


07737 


08344 
10166 


03208* 

04146 

05967 

07781 

09577 


0835  1 


03210* 
0414  7 
0684  1* 
06644* 
10431* 


1317 


00416   00523   02243   10218   10245 


01 VERTICULA. SMALL  INTESTINE 

02310   02311    03150*  03151   03175   04037   04061 

04538   04944   C4<;5e   05877   06760   07679   08579 

09465 
DIVERTICULA. STOMACH 

00414   00415 
DIVERTICULITIS 

04107* 
OIVfcRTICULITIS  TREATMENT 

10460 
01 VERTICULITIS, LARGE  INTESTINE 

00591   01445   01446   03212*  03224*  03251   03284 
04170   04456*  04459*  05019*  05022*  C8650*  08670 
10438*  10460 
DIVERTICULITIS. SMALL  INTESTINE 

00524   10356 
OIVERTICULUM.MECKELS 


04067 
08627 


00309  00521 

05411*  05910 

08547  08572 

10351  10352 


01223 
06783 
08587 
10354 


01374 
06796 
08592 


02305 
07666 
09462 


04  02  9 
07674 


04932 
07695 


10332*  10346 


04125* 
08694 


04933 

08530* 

10347 


DIVERTICULUM.ZENKERS 

08377   10177 
DRUG  ABSORPTION 

00037*  00072   00083 


00979   02749   03635*  03657 


00696*  00697*  00704 

01099  0  1117  01119 

01490*  01499*  01522  01523 

01559*  01560*  01562 

01977*  02021  02034  C2460 

02498  02500  02503 


01066* 
01  143 
01540 
0  1563 


0  1 084* 

01  144 
01550 
0  1564 


02490*  02491* 
02504   02505 
02560*  02710*  02837*  02842*  02846* 


02883 
03616 
03770 
04338 
04661 


02885   02933 
03743*  03745* 


03773 

04340 

04666 

05550* 

05590   06440*  06461* 


03772 
04339 
04663 


02776 

04562* 


05624*  05866 


03724 
05410*  05434* 


07561* 
09079* 


0634  8* 
07  59  2 
09  29  1* 


00224 
978*  06348*  07243*  07245*  08115*  08120*  08129*  08389* 
09031    00062*  09925*  09926*  09927*  09936*  10022*  10648 
DRUC  EFFECTS  ON  ABSORPTION 

01854   02061    02069   04544*  04560   05442*  05449*  05463 
06348*  07239*  07240*  07241*  07242*  07249*  07250*  07321* 
08119*  08241*  08242*  09913*  09927*  09940*  10403* 
DRUG  EFFECTS  ON  BILE  SECRETION 

02591   03757*  06465*  07315*  07338*  08244*  08884*  09153 
DRUG  EFFECTS  CN  BILIARY  TRACT 

00108   00342   00765*  00770*  00809   0107S*  01145   01623* 
01638   01959*  01963*  02157   02763*  02764*  02765*  02844* 
02911*  03353*  03755*  04563*  04575*  04576*  04634*  04637* 
05471*  05559   05574   05600   06379*  06396   06397   06483 
07110*  07326*  07349*  09711* 
DRUG  EFFECTS  ON  ESOPHAGUS 

04564*  04565*  04570*  06381 
DRUG  EFFECTS  CN  GALLBLADDER 

01958*  02576*  02596   04576*  06377* 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

00831*  00860   00861   00965   00991*  01409   0  1648*  01735 
01737   01743   01901   02062   02079*  02080*  02081*  02180 
02216*  02761*  02907*  03553   03589   03710*  03813   03816* 
05353   05362   06264   06272   07166   07607   09839*  10830 
DRUG  EFFECTS  ON  LARGE  INTESTINE 

00531   02385   03262   03608*  03678*  04123*  04147   05478 
05949*  05970   10446   10491 
DRUG  EFFECTS  ON  LIVER 
00192*  00211   00688 
01087*  01089*  01098 
01174*  01181 
01556*  01557*  01558* 
01565   01971* 
02492*  02493*  02497 
02506   02507   02508 

02847*  02848*  02860*  02865  02873 
03405*  03409*  03420*  03603*  03615 
03746*  03747*  03748*  03768  03769 
03777  03781  04018*  04335  04337 
04386*  04501*  04643*  04644*  04660 

04668   05209*  05211*  05401*  05543*  0554  7*  05548* 
05557*  05558*  05576   05582   05584 
06463*  06478   07016   07032   07041*  07042*  07043*  07047 
07319*  07323*  07325*  07336*  07337*  07338*  07345*  07360 
07419   07578*  07891*  07892*  07901*  08237*  08243*  08245* 
08276   08775   08819   08825*  09102*  09152   09801*  10016* 
10033*  10034*  10043*  10050*  10051*  10065*  10070*  10721 
DRUG  EFFECTS  ON  METABOLISM 

01980   02008   02071 
DRUC  EFFECTS  ON  MOTILITY 

00095*  00098*  00118  00980*  00982*  00985*  00987*  00989* 
00999  01003  01004  OIOOS  01332*  01333*  01859*  01860* 
01862*  01863*  01865*  01867*  01868*  01869*  01871*  01877 
01889  01891  01899  01901  02127  02772  02775 
02779  03675*  03678*  03685  03686  03687  03691 
04563*  04564*  04566*  04567*  04568*  04569*  04570*  04572* 
04573*  04575*  04576*  04580*  04583  04585  04588  04590 
05467*  05469*  05478  05480  05486*  05865*  06370*  06375* 
06390  06391  06395  09942*  09955*  09956*  09961* 
DRUG  EFFECTS  ON  PANCREAS 

00174*  00175*  00180   01059*  01935*  01938*  01939*  01947 
02422*  02816*  02818*  02827   02828   02830   02908*  02918* 
03308   04615*  04619*  04629*  04630*  05505*  05524*  05530* 
05531*  06034*  06035*  06036*  06426*  06932   07208*  08200* 
09091*  10004*  10005*  10008*  10013* 
DRUG  EFFECTS  ON  SALIVARY  GLANDS 

04593*  06303* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

00093*  00114   00528   00530   00531    00925   00943*  00948* 
00951*  00990*  01161*  01380   01844*  02057*  02760*  02888* 
02899   02912*  03633*  03675*  03794*  03797*  03806   03808 
03815   04050   04503*  04533*  04546*  04562*  04569*  04670* 


DRUG  EFFECTS  ON  SMALL  INTESTINE 
CONTINUED 

04671*  04963   05463   05480   05602*  05623 

05873   05915*  06370*  06371*  06390   06697*  07204*  07207* 

07270*  07578*  08151*  09484*  09904   09960*  10379 

DRUG  EFFECTS  ON  STOMACH 

01044   01300*  01322   01323   01340*  01877   02258*  02273 

02754*  02755*  02796*  02800*  03045*  0J059*  03612 

03832*  03899*  03956   04566*  0478o   04820 

05467*  05469*  05486*  05493*  05503*  05626*  05808 

06619*  06641   06698*  07263*  07297*  07578* 

0B129*  Oeiei*  08205*  08387*  U8462   09048 

09376*  09379*  09380*  09420   09948*  10243 

10312 

DRUG  EFFECTS  ON  STOMACH  SECRETION 

00133*  00135*  00136*  00140*  00142*  00147*  00149*  00150* 
00155  00160  00161  00393*  00485  00486  01009*  01017* 
01020*  01021*  01023*  01024*  010<;5*  01027*  01028*  01031* 
01O32*  01033*  01040  01041  0  1334*  01347*  01862*  01920* 
01923  01924  02785*  02787*  0^792*  02798*  02799 
02803  02805  02807  02808  02809  02811  02814 
03133*  03701*  03703*  03708*  03714*  03723  03728 
04603*  04609*  04610  05485  05487*  05488*  05505 
05510*  05515 
06410*  06420 
08184*  08489 
09C97 
DRUG  MFTABCLISM 

00955*  03635*  04162 
10004*  10648   10844 
DRUG  METABOLISM. LI VER 
00218   00219   00223 
01144    01146   01147 
02032   02037   02862*  02672 
03746*  0374H*  03751*  03785 
04668 


10266*  10280* 


0280  1 
03054* 
03729 
0550  8* 


05519  05820*  05832*  06401*  06405*  06409* 
06690*  06696*  06704  07280*  07290*  07298 
09069*  09070*  09072*  09081   09171*  09994». 


06449*  07243*  07391 


00224 
01550 


05590 
06495 


002J2*  01074*  01H75*  01089* 
01559*  01050*  01963*  0197  4* 
02883   02887   03351*  03745* 
04322   04640*  04641*  04665 
05284   05543*  05550*  05551*  05565   05S76   05582 
06442*  06446*  06447*  06448*  06456*  U6457*  06493 
07324*  07353   07363   07887   08222*  08228*  08243* 
08245*  08278   09107*  09108*  09115*  09118*  09134*  09153 
09227    10034*  10037*  10055*  10065* 
DRUG  TREATMENT  OF  BILIARY  TRACT 

01638   03506   06074*  07  105*  07133   08910 
DRUG  TREATMENT  OF  ESOPHAGUS 

01274*  01276   04723*  07536*  07541*  07544 
DRUG  TREATMENT  OF  GALLBLADDER 

02571*  03506   03532   03533   06212* 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

00534   00539*  00831*  00862   00863   00864 
00898   01321   01355 

01741  01742 
01750  01751 
01788  02365 
02639  02640 
03595   04014 


09239*  10839 


00867 
01736 
01747 
01755 
02635 
02660 
06257* 


01739 
01748 
01781 
02637 
02672 
06273 


01740 
01749 
01786 
02638 
03591 
10839 


00865   00866 
01649*  01677*  01684*  01735 
01744   01745 
01752 


01746 
01754 


01753 

02613*  02616*  02617* 
02642   02645   02659 
044O3   05347 


05  37  4 


02494*  0250  1 

03407*  03418 

04370 

0O160*  06166 

07846*  07B94*  08820 

10588*  10717*  10727 


02453 
03404 
04364 
06144* 


02514*  0256 1* 
03486   04280 


05143*  05201 
06178 


05254* 
06185* 


09634*  09646* 


DRUG  TREATMENT  OF  LARGE  INTESTINE 

02348*  02356*  03286*  04124*  04209*  05006*  05020*  05053 
05956*  05976   05989   05990   05995   06003   06014   06021* 
06030   08666   09582*  09583*  09956*  10470 
DRUG  TREATMENT  OF  LIVtB 
00664   00733   01532 
02563*  02564*  03358 
04281   04285   04319 
05256*  06092   06103 
06202   06957*  07019 
09671    09699   09885 
DRUG  TREATMENT  OF  PANCREAS 

00649   01466   04255   05122*  06054 
DRUG  TREATMENT  OF  PARASITES 

03597*  04499 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

00438*  00467   00489   00493   00494 
01330*  01331*  01345*  01353   01354 
03137   03967*  03973*  03974*  03999 
04861*  04876   04877   04879 
06706   07619*  07642   09427*  10292 
DRUG  TREATMENT  OF  SMALL  INTESTINE 
00544   0C551*  01393*  03152 
09583* 
DRUG  TREATMENT  OF  STOMACH 

01316   03054*  03068   03069 
03591   04773*  04804   05777 
09296*  09319   09348   09377*  09419 
DRUG  TREATMENT  OF  ULCERATIVE  COLITIS 
02396*  02404*  06915*  06919*  06924 
DRUG  TREATMENT  OF  ULCERS 

01332*  01333*  02258*  03118*  03701*  03967*  04845*  04851* 
06690*  06696*  08485*  10276*  10277* 
ORUG-INDUCEO  LIVER  INJURIES 

04324*  04329*  04331*  05209*  05210*  05211*  05212*  05213* 
05216   05217   05218   05219   05233   05655*  06148   06150 
06151   06152   06153   06154   06157   06158   07038*  07043* 
07048   07416   08840   09651*  09717*  10672*  10674* 


00495  00496  01329* 

01355  03126*  03129* 

04769*  04845*  0485  1* 

05820*  05825*  05845  06686* 

10313  10314 

04804   05865*  05913*  08666 


03071 
06626 


03072 
07  592 


09596 


031  06 
08468 


03107 
09079* 


f 


1318 


OP.Ztt*     02?72 
OASIO   04850* 
I0266»  10270* 


0466  1   07050*  07892* 


01554 
10622 


02106*  0244'5*  042*1*  04311 


02715*  06733   10"^2? 


06777   08553   08583 


04047   05882   05903   08542   085S0 


03170   03172   04043   10369 


00304 

003CS 

00307 

03174 

08523* 

09437 

09437 

09440 

01373 

02312 

03148 

09442 

10356 

00637   01012* 
10330* 


DWUG-INOUCTD  PANCRFATITIS 

01468*  10537* 
DRUG-INOUCFO  ULCERS 

00419   00432*  00434*  00435*  004.36*  02257* 
03045*  03052*  03956   03968*  04018*  04769* 
04861*  04888   05503*  06697*  08479*  C9420 
10278*  10279* 
ORUGS  IN  LIVER  I N JUR I ES .CONTRAC^PT I VE 
01565   01963*  02436*  02495*  02498 
08324*  09679   09710* 
DUOIN-JOHNSON  5VN0R0MF 
OOf-Si*  01495*  01496* 
07952    09685    10614 
DUCTS .PANCREAS 

00053*  00821 
DUMPING  SYNDROME 

00504*  03068   04805   08550   09425* 
DUMPING  SYNDROME, G A ST RE CTOVV- INDUCED 

00256*  01339*  01340*  01341*  02267*  04773*  04845*  04SS4* 
05827*  06617*  08503   08512   09331    10210   10284* 
DUODENITIS 

00514   00534   03166 
DUODENUM 
SEE  ALSO    S^ALL  INTESTINE 
04044    09181* 
DUODENUM  ANCMALIES 

00502*  03147*  03161 

08S90   08591 

DUODENUM     eiCFSY 

08323         10367 

DUODENUM  CANCER 

03168   03169 

DUODENUM  CYSTS 

05832 
DUODENUM  DIAGNOSIS 

00259*  00267*  00296 
02110   02118   02169 
DUODENUM  nSEASES 

03173   07682   09418 
DUODENUM  DIVERTICULA 

00416   00523   00525 
06794    0S576    09432* 
DUODENUM  ENDCSCDPY 

101 34* 
DUODENUM  ENZYMES 

09173* 
DUODENUM  FISTULAS 

07522   06491   08665 
DUODENUM  HISTOLOGY 

00452* 
DUODENUM   IN  CHILDREN 

00502*  08291*  08323 
DUODENUM  INJURIES 

04231   08023   08545 
DUODENUM  MORPHOLOGY 

00506*  00514 
DUODENUM  MOTILITY 

00430   01863*  01865*  0  1886 
09952*  09957*  09962   10349 
DUODENUM  MUCOSA 

03487 
DUODEhUM  NEOPLASMS 

00515   02297   02299   023C0 
DUODENUM  NEOPLASMS. PENIGN 

01391    06748   07750 
DUODENUM  NEOPL 4SME. MALIGNANT 
00846   02298   02303   06791 
08593   08729   09451 
DUODENUM  CBSTBUCTION 

00526   01376   02299 
DUODENUM  PATHOLOGY 

08144   08597 
DUODENUM  PERFORATION 

01373   01378   02257* 
DUODENUM  POLYPS 

01  390 
DUODENUM  RADIOLOGY 

00297   00497   02118 
07750   08315 
09442   09609 
DUODENUM  RUPTURE 
07C76   07678 


gfift   09477    09838    10509* 


08404   08545   09846* 


02757*  06144   09946*  09947* 


09457 


07660 
10371 


07684   07686   08581 


02318   05862*  08392*  08523*  08894 


02281   02312   08548 


08404 
09794* 


02137 
08447 
10330* 


02275 
08581 
10798 


03161 
08597 


07525   07682 
09432*  09438 


1  0357 
DUODENUM  SECRETION 

01914*  02048*  02789*  07307*  09088*  09173* 
DUODENUM  SURGERY 

03148*  03169   03172   04042 

I  0395 


01326 

05835 

DUODENUM 

02299 


01391 

08033 

TRAUMA 

07677 


04231    04251 


DUODENUM  ULCERS 

00258*  00267*  00443*  00444*  00445*  00448*  00449*  00450* 

00452*  00457*  00459*  00471  00476  00488  00489  00491 

00492  00920  01332*  01333*  01334*  01337*  01338*  01342* 

01344*  01346*  01347*  01353  01356  01358  01359  02250* 

02252*  02253*  02256*  02257*  02259*  02281  03120*  03121* 

03125*  03127*  03128*  03131*  03132*  03139  03170  03174 


OUOOfcNUM  ULCFRS 
CONTINUED 

03980   05835 

06689' 

067  14 

07623^ 

07644 

08488 

091  71 

094  16 


05836  05840 

06690*  06696*  06700* 

06720   06729  06734 

07627*  07628*  07633 

08393*  08438  08447 

08496   08500  08509 

09209*  09378*  09391 

09993*  10267* 


09422 


10276*  10277*  10282*  10263* 
10299   10300   10303   10310 
1 0817* 
DUODENUM. FOREIGN  BODIES  IN 

01376   09846* 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 

AMEBIASIS 
SHIGELLOSI  S 
TYPHOID  FEVER 
02614*  02643   02659 
09560   10821   10827 
DYSENTERY  DIAGNOSIS 

07189   08706 
DYSENTERY  EPIDEMIOLOGY 
05349   07165   10821 
DYSENTERY  IMMUNOLOGY 

10831 
DYSENTERY 
05349 


0  584  9 

06701* 

07584* 

07634 

06477* 

08511 

093V8 

102  7  0* 

1 o^as^ 
1U318 


0585  7 

06703 

07616* 

07635 

08481* 

08514 

09402 

10271* 

10287 

10  325 


05859 

0o704 

07518* 

07640 

084  82* 

08515 

09408 

J  0274* 

1  0290 

iaJ26 


06688* 

06707 

0762  2* 

07O43 

08484* 

08517 

09413 

10275* 

10293 

1053  1* 


SEE  ALSO 

SFE  ALSO 

SEE  ALSO 

01774 

08978 


02693 
10664 


04494   07163   0B942 


IN  CHILDREN 
05350 


DYSENTERY  PATHOLOGY 

09571    10841 
DYSENTERY  THERAPY 

05346 
DYSENTERY  TREATMENT 

07172   10831 
DYSPEPSIA 

00457*  01321 

04084   04786 

09871 
DYSPHAGIA 

04233   06374 
DYSPHAGIA.  ESOPHAGUS 

00384   04726*  04733*  05756 


02247 
04979 


030S4* 
05390 


09238*  09247 


03072 
05777 


10166* 

07573 


03106 
09309 


03133*  03856 
09375   09378* 


ECHOGRAPHY 

02938   02944   02978   05642*  07509 
10534* 
EDEMA 

02604*  07648*  07650*  08595   08637 
ELECTROLYTE  ABSORPTION 

02742*  06346*  07240*  08116*  08121* 
ELECTROLYTE  EXCRETION 

08018*  09560   10101*  10103*  10345* 
ELECTROLYTE  METABOLISM 

02406   02442*  02736*  02737*  05352 
08716   09163   10741 
ELECTROLYTE  METABOLISM  IN  CIRRHOSIS 

07092*  07968 
ELECTROLYTE  METABOLISM  IN  GASTROINTEST 

06356   10833 
FLECTRGLYTE  MET ABOL I SM .L IVER 

00064*  00071   02443*  08917 
ELECTROLYTE  SECRETION 

01 161  *  10121  * 
ELECTROLYTE  SECRET  I  ON . PANCRE AS 
00628*  01941*  01942*  08205* 
ELECTROLYTE  SECRET  I  ON .STOMACH 
00139*  00140*  00150*  00164 
09063*  09067*  09084   09976* 
ELECTROLYTES 

00104   00246   01019*  01301*  01369* 
ELECTROLYTES, SERUM 

06162*  06194*  06722   06780   08205* 
ELECTRON  MICROSCOPY 

00480   00536   00551*  00636   10125* 
ELECTROPHORESI S 

00017*  01049*  01204*  01836*  07069 
07928   08154*  06158   08204*  09055* 
10664   10714* 
EL  ECTR  OPHY  S I OL  OGY 

00059*  00069   00071   00080   00066 
00107   OOllO   00121   00122   00246 
00624   00983*  00985*  00986*  00992* 
00998   01000   OlOOl   01027*  01213 
01864*  01673*  01680   01881   01882 
01886   01887   01892   01693   01894 
02732*  02733*  02734*  02736*  02754* 
02759*  02760*  OZ770   02773   02774 
03638*  03641*  03676*  03679*  03684 
04545*  04567*  04568*  04571*  04572* 
04579*  04583   0459  1   05381   054  14* 
05469*  05477   05482   06342*  06366* 
06372*  06373*  06427*  07265* 


1017  7       1  0 1  82 

10128        10509*     10521 

08763* 

08290*    09034 

10504* 

06506*    07165       07665 

INAL     TRACT 


00625*    02921        08205*     08290* 

01475       01658*     02443* 
08917        10426* 


07062       07400 
09142       09175* 


00088* 

00247 

0099  3 

01352* 

01883 

01895 

02756* 

02  778 

03  694 
04573* 
05439* 
06  367* 


00091* 

00246 

00995 

0  1859* 

01864 

01896 

02757* 

02788* 

04047 

04577* 

05464 

06368* 


07  92  5 
0996  5* 


00092* 
0044  5* 
0099  7 
01861* 
0186  5 
01697 
02758* 
02987 
04166 
0457  6* 
0546  8* 
0637  1* 


I0032* 


01  1<=0 


EMPRYOLOGY 

00001*  00031    0010? 

02628   02714*  O*'^!^ 

08255   090C7   09892* 
EMESIS 
SEE  ALSO   VCMITINr, 

00831* 
ENCEPHALCFATHY 

09488 
ENCEPHALOPATHY, HEPATIC 

00e66   00741*  01504 

06077   06088   Of.129 

06779   09661   09665 

10f70   10675*  10692* 
ENOCMfcTPICSI S 

01452   01702 
ENDOSCOPY 

07505   08307 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

06569*  09207*  10151    10835 
ENDOSCOPY   IN  CANCER  DIAGNOSIS 

06668    10232 
ENOOSCnPY.AEDOMtN 

00322   00323   0034 
ENDOSCOPY, ANESTHESIA  IN 

07486* 
ENDOSCOPY. BILIARY  TRACT 

00340    10145 
ENOOSCnPY.CUOCENUM 

10134* 
ENDOSCOPY, ESOPHAGUS 

00255*  00277   00278   00280 

07543*  07S72   08358   08386 
ENDOSCOPY, GASTROINTESTINAL 

00344    00348   07486*  08304 
ENDOSCOPY. LAPC:^  INTESTINE 

00315   0031'^   00317   06530*  07738 

09198*  09513*  09556 
ENDCSCOPY. PERITONEUM 

00350   06074   CS350   09360 
ENDOSCOPY. RECTUM 

0691  0 
ENDOSCOPY. SMALL  INTESTINE 


01J67*  01420*  01812 
04«0f»  07213   07843*  08085* 
10Cb9*  10823 


02082*  02563*  02564*  04292*  0440S 

06185*  06186*  0784  1*  07842*  07847* 

09678  09700  10161*  10SE3*  10637 

10725*  10727*  10738*  10743 


03063   05972   06270   07779   08C60   06574 


00835   00838   07174   08306 


00281 
092411 


004  09 
0«:276 


02206 
10194 


09207*  10847 


07749   07760   07763 


09785   10153   10232   10563* 


08553   08738   09212* 


00264 
01331* 
06679 
09292*  09,338 


002fc5 
04718 
07501 
10148 


00286 
04840 

06291*  064 
10199* 


00287   00288 

05635*  05782 

08422 


06773   07168   08058 


06821   08525*  08583 


00305   00306   00315 
ENDOSCOPY, STOMACH 

00255*  00282   00283 
00289   00298   00424 
05617   06651    06678 
06565   09229 
ENEMA 

08672 
ENTE  RITIS 
SEE  ALSO   COLITIS 
SEE  ALSO   ENTEROCOLITIS 
SEE  ALSC   GASTROENTERITIS 

02610*  03591   04466   05348   05355 
08940*  09445   09467   09842*  10330* 
ENTERITIS  DIAGNOSIS 

00890 
ENTERITIS  DI AGNOSIS. REGIONAL 

04968*  05911*  05920 
ENTERITIS  IN  CHILDREN 

05080   05084   06746*  06785   06803 
08585   08608   09871 
ENTERITIS  PATHOLOGY 

08607   08940* 
ENTERITIS  TREATMENT. REGIONAL 

05917   06021* 
ENTERITIS. DISEASES  ASSOCIATED  WITH  REGIONAL 

02099*  02319*  C2325   04966*  05914*  C7704   C8601*  08643* 
08743* 
ENTER  IT  IS. REGIONAL 

00541*  00544   01680*  01714   02320*  02322*  02323   02324 
02382   02396*  03182*  03183   03184   03287*  03295   03296 
04044   04069*  04070*  04071*  04072   04073   04074   04075 
04076   04794   04966*  04967*  04969   05913*  05914*  05915* 
05916   05918   05919   05980   06013   06746*  07670   07699* 
07790*  08601*  08606   08643*  08743*  09476   10391*  10392* 
10395 
ENTEROCHRCMAFFIN  CELLS 

06914*  07449* 
ENTEROCOLITI S 
SEE  ALSC   COLITIS 
SEE  ALSO   GASTROENTERITIS 

00687   00888   00889   017ir   02«a« 
04134   04210*  04211*  04212*  CS«*I 
ENTEROCOLITIS  DIAGNOSIS 

00353   05093   07154*  09235 
ENTEROCOLITIS  EPIDEMIOLOGY 

06020*  08961 
ENTEROCOLITIS  ETIOLOGY 

00885  06008   08051   0BS25* 
ENTEROCOLITIS  IN  CHILDREN 

00886  03228*  05093   07154*  08962 


03268*  03297   03299 


05779   06933 


ENTEROCOLITIS  NECROTICANS 

032?8*  071'4*  08525*  08657*  09441 
ENTEt^QCOL  IT  IS  PATHOLOGY 

03226*  05092   05094   08657* 
ENTEROCOLITIS  TREATMENT 

00827*  05347   06014   06020*  06031   08533 
ENTEROCOLITIS, DISEASES  ASSOCIATED  WITH 

00887 
ENTERUCOLIT IS.PSEUOOMEMaRANOOS 

00886   07186 
ENTCROCOL I T I S. STAPHYL  OCOCC AL 

08657* 
ENTEROKI NASE 

01156*  06308* 
ENTEROPATHY . FROTE I N-L  CS I NG 

00564  00677  01404  01766  02054*  02340  02649 
03203  03203  04096  04111*  044tj6*  044B1  04488 
04811  04975*  04980  04995  04V96 
06298  06624  10390*  10847 
ENVIRONMENT  FACTORS 

00141*  00144*  00731*  01068*  01J65 
01809*  02283   02565   02566 
ENZYME  SECRET  ION, LIVER 

09639* 
ENZYME  SECRETION, PANCREAS 

00176*  00177*  00178*  00185   0  1053*  01057*  01063 
01936*  01937*  01939*  01943   02816*  02817*  02822* 
08202*  08204*  08207   09092*  09620*  10008*  10012* 
10014*  10339* 
ENZYME  TREATMENT  OF  GASTROINTESTINAL  TRACT 

08474   10837 
ENZYMES 
SEE  ALSO 
SEE  ALSO 
SEE  ALSC 
02468 
ENZYMES, DUODENUM 

091 73* 
ENZYMES. GASTROINTESTINAL 

00787   01190   01362   01856 
09057   09177 
ENZYMES. LARGE  INTESTINE 

02399*  06311*  06512*  08106 
ENZYMES, LI VER 

00020*  00193*  00195*  00201 
01104  01106  01107  01108 
01113  0  1114  01115  01 1 16 
01121  01122  01123  OllSl 
01544   01545   01546   01547 


0280  0* 
04  78  1* 
05935 


01458*  01486*  01572* 


01933* 
08  198* 
1001  3* 


AMYLASE 

PANCREAS  SECRETION 

STOMACH  SECRETION 

07037   08850   10545 


02065   02075   02909*  Ob60< 


09906 

00203*  01082*  01083* 

01 109  01 110  01111 

01117  01  I  18  01119 

01192  01522  01534 

01549  01550  01559* 


01808*  01951*  01952*  019S3*  01954*  01971*  01972* 


01979   01980   01981   01982 
01987   01988   01989   01990 
02010   02015   02018   02020 
02466   02502   02513*  02S22 
02857*  02863*  02869   02870 
03353*  03354*  03398   03399   03410 
03419   03421*  03426*  03427*  03450 
03761*  03764   03774   03777 
03789   03813   04247   04293 
04644*  04652*  04653 
05401*  05421   05424 
05564 
05595 


03746 
03788 
04635 
05172 


04638* 

05204 

05551*     05552*    05561 

055B3        05584        05590 


06145*    06146*    06184 


01983        01984  01985 

01991        01992  01993 

02025        02028  02045 

02841*    02853*  02855* 

02871        02875  03341* 

03411  03413 

03460*  03644* 

03778  03780 

04298  04407* 

04706  04710 

05464  05538* 

05567  05577 

06108  06115 

06332  06333 


05566 
05597 


06194*  06331 

06439*     06440*  06444*     06451*  06457*  06458*  06461* 

06474        06486  06492        06513*  06538*  07029  07030 

07234        07235  07311*    07321*  07322*  07325*  07336* 

07341*     07344*  07356        07358  07359  07361  07371 

07386  07388        07392  07395  07396  07397 

07400  0740  1        07403  07404  07405  07406 

07409  07411        07419  07423  07425  07432 

07437  07438       07439  07440  07441  07442 


07382 
07399 
07408 
07436 
07446 


07452*     07492*    07836*    07887        07958*    08081* 
08233*     08236*     08238*    08243*     08244*     08249*    08261 


10104*  10596 


08269  08270  08271 
08756*  OeeOO  08817 
09167  09631*  09664 
10066*  10076*  10096 
ENZYMES. LIVER  SERUM 

SEE  ALSO    ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 
00274*  01050*  06443*  06526*  06558 
07506   07822*  07831*  07834*  07934 
10574*  10629   10630   10631 


08272  08274  08279  08280 
09103*  09113*  09126*  09145 
10038*  10039*  10043*  10059* 


01096 

01112 

01  120 

01536 

01614 

01978 

01986 

01997 

02438* 

02856* 

03351* 

03417 

0374  2* 

03786 

0463  3* 

04712 

0554  0* 

0557  9 

06137 

06432* 

06467 

07229 

07  34  0* 

07  37  7 

07  39  8 

07407 

07433 

07444 

08110 

0826  5 

08283 

09  16  1 

1006  3* 


06980   07367 

10066*  10067* 

10680*  10689* 


10085 
10811* 
ENZYMES. PANCREAS 
SEE  ALSO   PANCREAS  DISEASE  DIAGNOSIS 

00267*  00353  00646   00828*  01049*  01056*  01468* 

01472   01473  01932*  01940*  01943   01944   01946 

02615*  02716*  02815*  02819*  02620*  03304*  03323* 

03733*  03734*  03736*  03737*  03738   04235*  04242* 

04617*  04618*  04620*  04621*  04625*  04626*  04627* 

05525*  05526*  05527*  05528*  05532*  05537   06044 

06423*  07301*  07302*  07305*  08199*  08888*  09055* 

09100   09234  09601   09713*  10000*  10006* 


07484* 
1007  4* 
10702 


0146  9* 

02328* 

0332  4* 

04242* 

0513  1 

06417* 

09087* 


03046* 
046  06* 


ENZYMES. PLASMA 

0?087*  07824*  08727*  08953 

ENZYMES, SALIVARY  GLANO 

02781*  05417*  08152*  08156 

ENZYMES. SERUM 

01342*  01945  02522 

04317   04368  04416^ 

04854*  0SH9*  05210*  05523 

06168*  07011  07094*  07483* 

08935*  06936*  09788   10143 

ENZYMES. Sf ALL   INTESTINE 

00060*  00230*  C0231*  00233 

01397*  01802*  02047*  C2049* 

02748*  02822*  02889*  02890* 
03192*  03eOP 
03801*  03810 

04675*  04676*  04678* 

05601*  05603*  05604* 

05854   05922*  05923*  05937 

06311*  06339  06507*  06512* 

07242*  07451*  C7452*  07457 

06284*  08286*  08288 

09906   10099*  10104* 

ENZYMES. STOMACH 
00152*  00172 


03607* 
0381  1 


0  3619 
03813 
04680 
05605* 


09169* 
101 05* 


00484   00487 


01929   02793*  02794*  02799* 
03762*  04006 


04596*  04600* 
07280*  07282* 
08471 


ACHALASIA 

HERNI A 

HIATUS  HERNIA 


01295 

02977 

03035 

05723* 

05724* 

05730 

00370 

02108 

02977 

04752 

04753 

05730 

09255 

09261 

09269 

05511   06417* 
08080*  08083*  08097 
09995*  10203*  10223 
ENZYMES. URINARY 

02949   05119*  06619*  08935* 
EPINEPHRINE 

02755*  07318*  10024*  10806* 
ESCHERICHIA  COL  I 

02045   07149*  07153*  07168 
08983   09871    10735*  10770* 
ESOPHAGITIS 

00364*  00366*  00381    00382 
01280   02094*  02109   02197 
04728*  04748   04754   04766 
07537*  07570   08385   09243* 
ESOPHAGIT IS. EXPERIMENTAL 

00373 
ESOPHAGUS 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
07469 
ESOPHAGUS  ANOMALIES 
00371    00374 
04759   05720* 
10850 
ESOPHAGUS  ATRESIA 
00368   00369 
04739   04744 
07542*  08342 
ESOPHAGUS  BIOPSY 
04705*  05633* 
ESOPHAGUS  CANCER 

02956  02993*  02995*  02998* 
03020  03021 
04736  04760 
05746  05750 
07553  07S60 
09273  09286 
ESOPHAGUS  CARCINOGENESIS 

09287 
ESOPHAGUS  CIRCULATION 

00281    00901*  03606*  05426 
ESOPHAGUS  DEVELOPMENT 

07538* 
ESOPHAGUS  DIAGNOSIS 

00255*  00277  00278 
01272*  02094*  02108 
02965*  03014  03023 
05633*  05654*  0566  1 
05748  06563  06570*  06602 
07553  08335*  08381  09243* 
ESOPHAGUS  DISEASE  EPIDEMIOLOGY 

05755 
ESOPHAGUS  DISEASE  ETIOLOGY 

05755 
ESOPHAGUS  DISEASES 

01281   03027   03561   03886 
04725*  04745   05384   05633* 
07535*  07536*  07540*  07562 
08386   09262   09271    09279 
ESOPHAGUS  DIVERTICULA 

01283   02205   03019   05745 
08361   08362   08364   08365 
ESOPHAGUS  DYSPHAGIA 

00384   04726*  04733*  05756 


03361 

04694* 

05616 

082E6* 

10546 

00507* 

02C5I* 

02893* 

03651 

04046 

0468  I 

05610* 

05938 

06513* 

07492* 

09170* 

10110 

01045 

02806 

04602* 

07288* 

08483* 


09055*  10815* 

03526  03573  04298 

04703*  04712  04849* 

05658*  06145*  06154 

08859  08888*  08895 


00828* 

C2074 

02899 

03794* 

04503* 

04971* 

05616 

06035* 

07094* 

08092 

09175* 

101  1  I 


01  155* 

02102* 

0  29  12* 

03797* 

04669* 

04974* 

05618 

06308* 

07188 

08093 

09485 

10126* 


01 156* 

02674 

03191* 

03P00* 

04672* 

04982 

05620 

06  310* 

07222 

08108 

09500 


01920*  01927  01928 

02917*  03704*  03718 

04603*  05490*  05491* 

07289*  07296*  07467* 

09O76*  09381*  09964* 


07450*  08019*  08556   08962 


00383 

O'iOOS* 

04776* 


00384  00386  01272* 
C3004*  03005*  03869* 
05633*  05751   06567* 


03028  03033 

05489*  05654* 

05755  05778 

07564  08349 

10162*  10178 


00279 
02109 
03044 
05662 


0  2999* 

03040 

05722* 

05935 

08363 

10190 


03876   03885   04731* 
05761   07538*  1C187 


03876  04731*  04737 
05757  05761  06594 
10163*  10164*  10183 


03002*  03008*  03010 


03868*  03875 

05724*  0S742 

06581  06582 

08369  08370 

10191  10192 


04726* 
05743 
06604 
08371 


05663   06522   06585 


00280 

02188* 

03878 

05663 

06603 

09263 


03887 
05663 
07568 


00281  01193*  01194* 

02192  02212  02956 

04699*  04705*  04741 

05722*  05734  05745 

07513  07535*  07540* 
10170 


03891   03896   04723* 
05729   05754   05756 
08332*  08350   08353 


07540* 
08377 


07572 
09284 


08344 
10186 


ESOPHAGUS 
00255* 
07543* 
ESOPHAGUS 
00368 
07542* 
ESOPHAGUS 

01811 
ESOPHAGUS 
00370 
021 88* 
04768 
06573 
09255 
ESOPHAGUS 
04735 
05736 
ESOPHAGUS 
02992* 
07568 
ESOPHAGUS 

03039 
ESOPHAGUS 
00102 
05426 
ESOPHAGUS 
00087* 
01 194* 
02766 
03024 
04565* 
04733* 
05758 
ESOPHAGUS 

02716 
ESOPHAGUS 

01288 
ESOPHAGUS 

01285 
ESOPHAGUS 
00361* 
02201 
08383 
10189 
ESOPHAGUS 
02994* 
ESOPHAGUS 

00375 
ESOPHAGUS 
00376 
03023 
0  6725 
08334* 
ESOPHAGUS 

01280 
ESOPHAGUS 

03888 
ESOPHAGUS 
00279 
03032 
06575 
07538* 
09241* 
10187 
ESOPHAGUS 
00281 
01276 
03001* 
03044 
04733* 
05751 
09966* 
ESOPHAGUS 
00360* 
07554 
ESOPHAGUS 
0221  1 
0  30  24 
04727* 
09961* 
ESOPHAGUS 
00381 
02207 
04734 
07546 
09257 
101 66* 
ESOPHAGUS 
00363* 
02186* 
02993* 
03002* 
03017 
03869* 
03884 
04733* 


ENDOSCOPY 

00277   00278 

07572   08356 

FISTULAS 

00369   00370 

07548   08342 

HISTOLOGY 

03034   04526 

IN  CHILDREN 

00371   00375 

02206   02977 

05723*  05731 

06600   07541 

09270   09280 

INJURIES 

04743   04746 

05749   06571 

MANOMETRY 

03682*  03690 

08336*  09237 

MICROCRGANISMS 

07536*  07540* 

MCPPHOLOGY 

00901*  01810 

05720* 

MOTIL ITY 

00099   00100 

01859*  01874 

02767   02768 

03666*  03667*  03682* 

04586   04587   04723* 

04747 

07519 


00280 

00281 

U0409 

02206 

06S96 

08386 

0  92  4  1  * 

09276 

10194 

02202 

04731* 

04739 

04753 

05723* 

08382 

09250 

10183 

06571* 

07519 

09053* 

10167* 

00378 

01281 

01294 

01874 

01875 

02996* 

03022 

04754 

04762 

04765 

05734 

05738 

05739 

05752 

06380 

07542* 

07556 

08j32* 

06337 

0'i237* 

09282 

10163* 

10  16  4* 

04754 

04755 

04766 

U4767 

05735 

07541* 

07544 

08375 

09287 

05466* 

0  5719 

06589 

07535* 

07552 

0924  1* 

09270 

09272 

02701*  03026   03606*  03667*  04526 


00930* 

01875 

02769 


04765 
08136* 


1  0168 


04745 

06605 

MUCOSA 

05489* 

NEOPLASMS 

01289   02198 

NEOPLASMS.  BE MGN 

01286   06574   08359 

NEOPLASMS. MALIGNANT 

00362*  00363*  00376 

07548   07565 

09243*  09244 

10193 

OBSTRUCTION 

04734   05726 

PATHOLOGY 

01284   02605*  07535* 

PERFORATION 

00377   00378 

03041   03883 

05735   05736 

08354   09254 

POLYPS 


00961* 

02263* 

02772 

03688 

04725* 

05466* 

08145 


00993  00994 

02664  02752* 

02965*  02994* 

03690  04561* 

04726*  04727* 

05472  03473 

08332*  09243* 


03890   06376 


09248   10176 


08339 
09258 


01287 
08343 
09259 


01290       02199 

08347       06372 
09260       09268 


0119  3* 

02753* 

03000* 

0456  4* 

04729* 

05757 

09965 


02200 
08373 
09  27  6 


05757        06586 


02191* 

02192 

02193 

02991* 

03016 

03889 

04743 

04  74  6 

04761 

0476  8 

05737 

05744 

05749 

06596 

07567 

10171 

PROSTHESIS 
04760   07574 
RADIOLOGY 
00373   01290 


04699* 
06577 
07552 
09250 


03892 

06576 

07551 

09242* 

10194 

REFLUX 

00364*  00365* 

01297*  02187* 

03004*  03005* 

03869*  03870* 

04734   04747 

06584   06602 

10138*  10165* 

RUPTURE 

01278   02193 

07555   07561 

SPHINCTER 

02752*  02768 

03025   03668 

04729*  05466* 


STRICTU 

00382 

0221  1 

04738 

07563 

09265 

1  0187 

SURGERY 

0  038  5 

02187* 

02995* 

03003* 

03026 

03871 

03888 

04736 


RE 

0  1291 

02996* 

04755 

07571 

09269 


01271* 

02188* 

02996* 

03005* 

03029 

03873 

03892 

04739 


08343 

021  10 
04742 
0660  1 
07565 
09  27  2 


00366* 

02188* 

03009* 

04724* 

04748 

07549 

10170 

02195 
10172 

02769 
04  564* 
05472 


01292 

03000* 

04758 

07575 

09280 


01275 

02189* 

02997* 

03006* 

03031 

03873 

03892 

04742 


02212  02965*  02977 

05363  05472  05745 

06D04  06605  07519 

07573  08344  08364 

10138*  10139  10168 


0301  8 
06537* 
07536* 
0924  0* 
10186 


00384 
0299  7* 
03022 
0473  2* 
0573  1 
09247 


00367*  00381  00382 

02169*  02992*  02996* 

03014  03015  03018 

04725*  04726*  04730* 

04756  04763  05721* 

07557  08136*  08335* 
10173 


03672        03881        04750        0657  0* 


02772  02992*  03001*  03009* 
04565*  04S70*  04587  04727* 
05473        08020*    06136*     08336* 


01293  01294       02186*  02206 

03002*  03004*    03029  03886 

05720*  05752        06598  0754  1* 

08338  08356       08385  09238* 

09281  09287        10164*  10165* 


01282  01293  02088  02108 

02191*  02208  02209  0299  1* 

02998*  02999*  03000*  0300  1* 

03007*  03008*  03009*  03015 

03036  03037  03042  03043 

03877  03877  03883  03884 

04724*  04730*  04731*  04732* 

04747  04749  04753  04755 


m^ 


w^w^^ 


1321 


ESOPHAGUS  SURGERY 
CONTINUED 

0«757   04761 
06E76   06S77 
0753a*  075?9* 
07571   07575 
08349 


08348 
08410 
09278 
1021  4 
ESOPHAGUS  TRAUMA 
00372  00387 
03879 
05740 


04763 
06584 
07547 
08338 
08354 
09237*  09249 
09284   10158* 


04767 
06585 
07550 
0834C 
08359 
09256 
10  159* 


05489* 

06586 

07558 

osaai 

06368 
092E7 
10 163* 


0572H 

06587 

C7560 

08343 

08375 

09261 

10I64« 


05747   05752 
06620*  07537* 


01291 

03883 
10171 


03881 
05749 

ESOPHAGUS  TREATMENT 

00380  02190*  02207 
C3C00*  03009*  03016 
03883  03894  03895 
04734  04737  04741 
05744   05746   05753 

ESOPHAGUS  ULCERS 

03874   07638   08334* 

ESOPHAGUS  ULTRASTRUCTURE 
OieiO   02718 

ESOPHAGUS  VARICES 

01277   01487*  01609* 
02991*  03037   03480 
03897   04489 
06597   06699 
08380   08384 


02194 
03885 


02207 
038B9 


0301  1 
04743 


07563 
08345 
08379 
09266 
10173 


03034 
05735 


07566 
08346 
08381 
09274 
10  188 


03872 
05736 


02213 

03033 

04724* 

04751 

06570*  07542* 


022  10 
03021 
03897 
04744 


04492    04740 
07543*  07576 


01647*  02190* 
03867*  03880 
728 


10161*  10164* 
10754   10805* 


C7953* 
08864* 
10179 


r7P9 


04746   04754 


06303*  07334*  07906   08231*  09106*  10054* 


08754*  08796 
10169   10175 
10863 
ESOPHAGUS. DISEASES  ASSOCIATED  IKITH 

00362*  01292   06580   06591   07537* 
ESOPHAGUS. DRUG  EFFECTS  ON 

04564*  04565*  04570*  06381 
ESOPHAGUS. DRUG  TREATMENT  CF 

01274*  01276   04723*  07536*  07541* 
ESOPHAGUS. FOREIGN  EOOIES  IN 

00379   01279   02196   03882   05737 
ESOPHAGUS. HORMONAL  CONTROL  OF 

00087* 
ESOPHAGUS. NERVOUS  CONTROL  OF 

00102   00960*  02767   030  12 
ESOPHAGUS. TOXIC  EFFECTS  ON 

00373    03879    04735 

C5740   06571* 
ETHIONINE 

02490*  05569 
ETHNIC  FACTORS 

04612   05287*  05921*  05928*  06189* 

06682*  06920*  07284*  07431   07457 
EXCRETIOK.BILE 

01074*  01C75*  01077*  01965*  01967* 

04657   04659   07332*  07705*  07786* 
EXCRETION. BILIARY  TRACT 

00221    00229   01957* 
EXCPETI CN.CCFPEB 

07025   09634* 
EXCRETION.FLFCTROLYTE 

08018*  09560   10101* 
EXCRETION. LIVER  AMMONIA 

00220   00669   02444*  05147*  05282 

09661    10553*  10701 
EXCPETI ON. STEROID 

09579 
EXFOLIATIVE  CYTOLOGY 

02717   09263   10199* 
EXPERIMENTAL  CIRRHOSIS 

00747   01093*  01614 

08235*  09168   10074* 
EXPERIMENTAL  ESOPHAGITIS 

00373 
EXPERIMENTAL  GASTRITIS 

00419   03048*  03081 
EXPERIMENTAL  HEPATITIS 

00701*  01594   02520   02552   04293 

06156   07061   07083   07909*  10057* 
EXPERIMENTAL  PANCREATITIS 

00178*  00639*  00641*  00642*  00646 

04235*  04236*  04241*  04242*  04252 

06036*  06050*  06054   06430   07807* 

10540 
EXPERIMENTAL  PERITONITIS 

08013* 
EXPERIMENTAL  STUDIES  OF  LIVER 

00192*  00211   01533   01625*  02046 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

00243   04292*  04686*  05158*  05182 

06068*  06190*  06304*  06416*  06928* 

08077*  09183*  09164*  09188*  10041* 
EXPERIMENTAL  ULCERS 

00434*  00437*  00438*  00440*  00487 

01329*  01330*  01345*  01348*  01349* 

02405*  03059*  03967*  03968*  04852* 

05825*  05826*  05828*  05829*  066C8* 


02666 
03036 
0472  6* 
04752 
08355 


02203 

03893 

05739 

08333* 

09239* 

10180 


0754  4 
09265 


065P9 
04755 


02994*  02998* 

C3876  03880 

04728*  04730* 

04766  05739 

08365  10172 


022C4 
03694 
05762 
08352 


02914* 
03895 
06568* 
08360 


09242*  0966S 
10570*  10734* 


09239*  10839 


09965 

04766    04767 


06329 
08944 


02858* 
09912* 


06569*  06621* 
10400*  10503* 


03829*  04235* 
10607* 


966*  02843*  03495*  05559 


10103*  10345* 


10205   10206 


10504* 
07329* 


07847*  08225* 


04391*  06143*  06192*  07038*  07898* 


04332 
10075* 

01468* 
05122* 
08740* 


05222*  06143* 
10682* 

01469*  03334 

05126  06034* 

08741*  09627 


05185 
07373 


00495 
0135  0* 
04853* 
06618* 


05898   06061* 
07821*  07845* 


00501  01328* 

02282  02283 

04864  05768* 

06619*  06702 


EXPERIMENTAL  ULCERS 
CONTINUED 

10266*  10280*  10297 

FAMILIAL  DISEASES 

00362*  00532   00575*  00576* 
01458*  01495*  01496*  01553 
02664   04120*  05033   05054 
06836*  06960*  0748  3*  07874 
08939*  08947   09450   09510* 
10499*  10846   10848 
FAT  ABSORPTION 

00045*  00056*  00264*  00978 
03645*  03793*  04917*  04979 
06827   06947   07705*  07954* 
FAT  METABOLISM 

00066* 
FATS 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 
001  04 


00731* 

01554 

05006 

08752* 

09693 


01298* 
05338* 
06616* 


00755  00767* 

01656*  01720 

06094  06164* 

06753*  0B757* 

09865  10367 


01362  03623* 
06216*  06345* 
08960   0992O* 


01990 
06292 


01207*  02185  05001 
06003  06261*  06280 
09840*  09858   10109 


DIGESTION 
LIPID  ABSORPTION 
LIPIDS 

LIVER  LIPID  METABOL 
MALABSORPTION 
01163   02003 
FATTY  ACID  ABSORPTION 

00050*  00081   00958*  00959* 

07254*  08117*  08629   09028* 
FATTY  ACID  ^'FTABOLISM 

00978    01100    01124 

05585   05609*  05934 
FATTY  ACID  SYNTHESIS 

01762   01964*  02000 
FATTY  ACIDS 

00066*  00096*  00829*  01019* 

01129   01413   01665*  01996 
10112* 
FATTY  LIVER 

00272*  00656*  00659*  00697* 

01540   01541   01542   01543 

01657*  02427*  02435*  02469 

03406*  03456*  04331*  04401 

05143*  05150*  05188   05191 

05278   06076*  06147   06200 

07042*  07096   07317*  07345* 

07861   07877   07894*  08227* 

09133*  09135*  09137*  09201* 
10042*  10051*  10072*  10560* 

10676* 
FECES 

00261* 

06002 

09579 
FIBROSIS 

01489*  03870*  08038 
FIBROSI S. CYSTIC 
SEE  ALSO   MUCOVISCIDOS 

06754    07795*  07797. 
FIRROSI  S.LI  VER 

00656*  00660*  01488*  01551 

07S62    07866 
FISSURES. ANUS 

02393   06870 
FISTULAS. ANORECTAL 

09549 
F ISTULAS, ANUS 

00588   01443   01444   03219* 
FISTULAS, BILIARY  TRACT 

00766*  00801   00802   03522 

08491    08898   09716*  09803* 
FISTULAS. COLON 

09477 
F  ISTULAS. DUODENUM 

07522   08491   08665 
FISTULAS. ESOPHAGUS 

00368   00369   00370 

07542*  07548   08342 
FISTULAS. GALL BLADDER 

05303   05316   05971 
FISTULAS. GASTROINTEST INAL 

00472   00525   01699   02623 

06731    07160   07697*  08046 
F  ISTULAS. LARGE  INTESTINE 

03230   03543   03946   03946 

06006   06885 

09511*  10436* 
FISTULAS. LI VER 

08829*  08874 
FISTULAS. PANCREAS 

00190   05102   08731 
FISTULAS. RECTUM 

00588   06845   06896 
F ISTULAS, SMALL  INTESTINE 

01372   03157   04068   04920 

07131    07664 


01840* 
I08o8* 


02078 
07255* 


03654   03655 


03790   0b214» 


05423   05424   05582   07375 


01053* 
01999 


00756 

01564 

02475 

04404 

05198 

0O44S* 

07346* 

08273 

09C36* 

10564* 


05338* 
06877 
101 33* 


01  125 
02001 


01  1  27 

02002 


0 1  49  0  * 

01600* 

02503 

04405 

05^14* 

0696  0* 

07367 

06277 

09643* 

10598 


0  1537 

0  1606* 
03338* 
04698* 
05215* 
0o961* 
07841* 
0O7  74 
09718 

1  0635 


05614  05688 
07757  06316 
10  487        10709 


08972        10381         10764*     10852 


07803        07866 


10618        10714* 


08647*     10494 


01620 
10745 


03645* 
09638 


04260*     04313 
10861 


09533 

04430       07131 


08966       09477        09838        10509* 


02202 
08382 


04731* 
09250 


08898        10764 


03060* 
08464 


06886        06887 


10435* 


041  72 
08654* 


04739       04753 
10183 


04430       05358 
08966 


04181        05115 
08665       08700 


01422* 

02433* 

06267 

08760* 

10401* 


0362  5* 
0654  1* 


01  128 

0554  2* 


01539 
01619 

03  34  0* 

051  1  3 

05272* 

07032 

07856 

09128* 

09894* 

10659 


0  598  8 
08714 
10807* 


0597  1 
0939  5 


04956        05864*    05876        06809 


1322 


06819* 

edit        01855 


FISTULAS. STOMACH 

03946   06572   08029   08456   09395 
FOLK  AC  IP 

02461   02609*  031R9*  04365   06299 
FOLIC  ACIC  APSOPPTION 

00049*  00C54*  00951*  00952*  C097t 
05441*  05454*  06349*  10403* 
FOLIC  AGIO  IN  (/ALABSOFPTICN  TREATMENT 

1 0369* 
FOfEIGN  PCDIES  IN  BILIARY  TRACT 

00030   04715   05331   08886* 
FOREIGN  eCCIES  IN  CUODENUM 

01378    09846* 
FORLIGN  BCOIES  IN  ESCPHAGUS 

00379   01279   02196   03882   05737   09265 
FOREIGN  eCDIES  IN  C ASTRCI NT  EST  IN AL  TRACT 

00673   01502   06035   08050 
FOREIGN  ECDIES  IN  LARGE  INTESTINE 

02367    07755 
FOREIGN  EODIES  IN  SMALL  INTESTINE 

03159   03167   04049   06782 
FOPtIGN  BODIES  IN  STOMACH 

00409    03093    05761    09646* 
FREEZING  TFEAT^'ENT 

07224    10679 
FREEZING  TREATMENT  OF  PEPTIC  ULCERS 

06730 
FRUCTOSE 

08631    06752*  0S802 
FRUCTOSE  ABSORPTION  „„,„^ 

00057.  04986    C7239*  07249*  07.51*  099.3*  09914. 
FUNGUS  DISEASES 

03571    C5020*  05134   05943*  0e952   0932  1 


GALLBLADDER  NEOPL ASMS . EENI GN 

04451    05332   07141   08892   10800 
GALLPLADDER  NEOPL ASMS .MAL I GNANT 

00332   00612*  00762*  00778   00779   07144 
08006   08890   08914   09800*  10786 
GALLBLADDER  PATHOLOGY 

00807   06230 
GALLBLADDER  PERFORATION 

02577.  04436   10775 
GALLBLADDER  POLYPS 

01628 
GALLBLADDER  RADIOLOGY 
SEE  ALSO   GALLBLADDER  DISEASE  DIAGNOSIS 

00336  00337  00786  00824  01253  012S6 
02939  02963  02967  03532 
04417*  04428  04446  04454 
05710   06222.  06534.  08004 


GALACTOSE  ABSORPTION 

00046.  04967    04993 
GALL  BLADDER 

StF   ALSC   BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 
07467   09822 
GALLBLADDER  ABSOPPTION 

02732*  02733*  02838*  03653 
08128* 
GALLPLADDER  ANOMALIES 

00323   00819   00822   02603 
07983.  06591    08710   09629 
GALLBLADDER  6ICCHEWISTPY 

00761.  02713*  0283B* 
GALLELAOCER  CANCER 

03507   03^14   03S16 
05300   05305   05317 
08918   08923 
GALLBLADDER  CIRCULATION 
01831   02728   06377* 
GALL8LADCER  CYSTS 

03=43   07128   07967* 
GALLBLADDER  DEVELOPMENT 

07983* 
GALLBLADDER  DIAGNOSIS 
00330   00332   00338 
02166   02167 
05297*  05311 


04997   05443*  08118*  10413« 


3656   04537*  06217*  07982* 


5323 
9634 


06227   07125 
10758.  10798 


03536 
05325 


4414* 
6209* 


044^6   04435 
06240   07115 


05287* 
08907 


01 


02170 
06316 


02 


07103*  07132 


01  254 
021  71 

05650*  05 
07491* 


05710 
09836 
GALLELAOCER  DISEASE  DIAGNOSIS 

00783   02579*  044  17. 
GALLBLADDER  DISEASE  EPIDEMIOLOGY 

06209.  06210*  06219* 
GALLBLADDER  DISEASE  ETIOLOGY 

04414* 
GALLBLADDER  DISEASE  TREATMENT 

02579* 
GALLBLADDER  DISEASES 

01627   02592   02939   03509   C 

05653*  06211*  06219*  06243   C 

07993   08004   0893  0   09633   1 

GALLBLADDER  FISTULAS 

05303   05316   05971 
GALLBLADDER  HISTOLOGY 

C3509 
GALLBLADDER  IN  CHILDREN 

04417.  06219.  0892  1 
GALLBLADDER  INJURIES 

06217. 
GALLBLADDER  MORPHOLOGY 

00030  01831    0271 
GALLBLADDER  MOTILITY 

00089.  01665.  02762.  02778 
06377.  06378*  10795 
GALLBLADDER  MUCOSA 

00031  07339*  09805* 
GALLBLADDER  NEOPLASMS 

01628   01629   01629 


256 

939 
i652* 
292' 


01261  01643 

02978  03853 

05653*  05660* 

0831  8  0892U 


»451 
6247 
3716* 


08898        10764 


*     02728        02765< 
967 


05154*  05308 
07114*  07133 
10778 


05309 
07651 


06215*  06220* 
03186*  04563. 


07972*  0800  1 


02165 
05292* 
05708 
08930 


07339*  09805* 


00787 


00  788 

02577*  02579*  02762*  03094   0350  1 

04426   04434   04437   04443    04449 

06209*  06219*  06223* 

08003   08911   08912 


02106*  02169 
03653   03858 
05660*  05708 
1  0790 
GALLBLADDER  SECRETION 

01363   01958*  02578*  02596 
GALLBLADDER  SURGERY 

00760*  00783   00785   00786 
02365 
03530 

05326   05596   06208 
06241    07119   07141 
GALLBLADDER  TRAUMA 

07123 
GALLBLADDER  TREATMENT 

02571*  05320 
GALLBLADDER  ULTRAST RUCTURE 

00775* 
GALLBLADDER  VOLVULUS 

00820   08920 
GALLBLADDER. AGE  EFFECTS  ON 

04434   09000* 
GALLBLADDER. DISEASES  ASSOCIATED  *  I T H 

01627   02209   06247 
GALLBLADDER. DRUG  EFFECTS  ON 

01958*  02576*  02596   04576*  0637^* 
GALLBLADDER. DRUG  TREATMENT  OF 

02571*  03506   03532   03533   06212* 
GALLBLADDER. HORMONAL  CONTROL  OF 

01958*  02266*  06377*  07104* 
GALLBLADDER. NERVOUS  CONTROL  OF 

00615   01831   02266*  08901 
GANGRENE 

00600   00601   07727.  08041 
GARDNERS  SYNDROME 

06397   07568   09515.  09799.  10429a 

GAS 

00254        00593        01715       01716 
06222.     06514*     10132 
GASTRECTOMY 

SEE     ALSO         MALABSORPTION 

=EE     ALSO         MALIGNANT     STOMACH     NEOPLASMS 


01261 
03544 
05297* 
08892 


00789 
03508 
04450 
06235 
10780 


01643 
03841 
0531  1 
0891  5 


01644 
03529 
04  45  4 
06238 
10784 


01717        02086*    04106*     05152* 


01338*     01362 
03926       0463  1 


02  04  6 

04857* 

06764 

08399 

08960 


00562 
03930 
0400  1 


02589        08904        08925 


00259*     00392*    00430 
03112        03908*     03925 

06635  06636  06663  06665  06721 
07558  07591  07594  07669  07796 
08426  08433  08506  08511  08931 
09547  09847*  09927*  10349  10522 
GASTRECTOMY     COMPLICATION     TREATMENT 

08409        09331         10284* 
GASTRECTOMY     COMPLICATIONS 

00256*  00431  00446*  00453*  00481 
03067  03124*  03195  03903*  03917 
03944  03955  03963  03964  03983 
04770*  04773*  04776.  04846.  04847*  04854. 
05130  05299  05771.  05792  05794  05796 
05823.  05824*  05830*  05831*  05843  05844 
07609  08460  08461  08463  08464  08465 
09371  09464  09503  10241  10257  10787 
GASTRECTOMY     TECHNIQUES 

10212        10263 
GASTRECTOMY-INOUCED     AFFERENT     LOOP     SYNDROME 

00256*     00456*    00482       01339*     01392*     02221* 
10284* 
GASTRECTOMY-INOUCED     ANEMIA 

08413        06503 
GASTRECTOMY-INOUCED    BCNE    DISEASES 

01683*     02268.     06611.     10117* 
GASTRECTOMY-INOUCED     DUMPING     SYNDROME 

00256*     01339*     01340*    01341*    02267*     04773* 
05827*    06617*     08503       08512        0933  1         10210 
GASTRECTOMY-INOUCED     MALABSOBPT ION 

02268.     07626.     07720       08932*     10414* 
GASTRECTOMY- INDUCED     METABOLIC     CHANGES 

06615*    06670        10301 
GASTRECTOMY-INOUCED    RECURRENT     ULCER 

04860*     07624*     08503 
GASTRECTOMY. CLINICAL     RESULTS    OF 

02221*     02234        02235       08503       09331 
10272* 


02276 

06388 

07268* 

08406 

09356 


03090 
0661  3* 
07296* 
08409 
0941  5 


01298* 

03937 

04003 

04973* 

05797 

06683* 

0  85  29* 


03  06  1* 

03939 

0411 7» 

0512  5 

05822* 

06723 

09332 


03955       06654 


04846* 
10284* 


04854* 


10212        10231         10234 


1323 


GASTRECTCMY,DISE»SES  ASSOCIATED  WITH 

00381   05764*  06683*  07993   09371 
GASTRIC  ANALYSIS 

07?85»  09231   0S232 
GASTRIC  ANALYSIS  IN  STOMACH  CIAGNCSIS 

08173*  09374   10141    10223 
GASTRIC  ANALYSIS  TECHNIQUES 
SEF  ALSO    HEIDENHAIN  POUCH  STUOIi^S 

C7299   08196   0921S 
GASTRIC  PARIETAL-CELL  ANTIBODY 

06609*  08390*  1020C*  10220 
GASTRIN 

00087*  00152*  00163 
01048 


01037 
01653* 
02788* 
03725 


00166  00300 

01061  01176* 

019C9*  02222*  02716* 

03046*  03629*  03e?8* 

04581*  04598* 


01301*  01318 
03087   03553 


08416 
09295* 
10240 
GASTRITIS 
00292 


05763   08291*  08412   03457 


07582   09290* 


01038 
01654 
02809 

03762*  04464 
C62S9*  06306*  07287*  06116*  08163* 
08182*  08183*  08194*  08477*  09481* 
09074*  09847*  09848*  09961*  09969* 
10275*  10809* 
GASTRITIS 

0C394*  00417   00427 
02684   03046*  03062 
04776*  06638   06648   06659   06699* 
08418   08466   08471   08518 
09296*  09309   09318   09349 
10255   10259   10289 

lAGNOSIS 
03940   05671 
GASTRITIS  EPIDEMIOLOGY 

07582 
GASTRITIS  ETIOLOGY 

04820   05793   07579 
GASTRITIS  PATHCLCGY 

03904*  04771*  04781*  04796 
05893   08417   09317 
GASTRITIS  TREATMENT 

03591    03938   07579*  08466   09312 
GASTRITl S. ATROPHIC 

00394*  00419   00420   00421   00422 
01317   01320   03048*  03915   05763* 
08403   08480*  09295*  09301*  09303* 
10200*  10203*  10258 
GASTRITl S.CHRCNIC 

04796   04815    07598 
GASTR IT  IS. DISEASES  ASSOCIATED  WITH 

00418  02244   02245   06638   10209 
GASTRITIS.EXPERIMENTAL 

00419  03048*  03081 
GASTRODUODENAL  ULCERS 

06705   06710   06711   06718   07636 
09384   09401    10289   10294   10320 
GASTRODUODENITI  S 

01354 
GASTRCENTERl  TIS 
SEE  ALSO   COLITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSC   ENTEROCCLI TIS 

02315   C3591   04486   05  129   05344 
GASTRCENTERITIS  EPIDEMIOLOGY 

02682   03803* 
GASTROENTERITIS  ETIOLOGY 

00535   01681*  02606*  05345   053S4 
GASTRCENTERITIS  IN  CHILDREN 

04483   05352   06261*  08017*  08C18* 
GASTRCENTERITIS  TREATMENT 

02606*  02686   04483   05354   08018* 
GASTRCENTERCSTOMY 

00455*  07606   09341   09366   09382* 
GASTROINTESTINAL  ABSORPTION 

00242  00363« 
C0974  01765 
01857   01858 


00843  01011*  01028* 

01177*  01337*  01343* 

02756*  02786*  02787* 

03699*  03716*  03717* 

04606*  04729*  05E29* 

08169*  08175*  08177* 

C8502  0E976  09059* 

099al*  09989*  10258 


01319  02247  02248 

03914  03941  03953 

C7';?l*  08389*  08395* 

09289*  09293*  09294* 

09375  09405  10209 


05763*  05784   05802   05817 


C04k'3   00441*  00466 
06610*  07582    07564* 
093==  1    09364   09370 


08493   08495 


00072   00074 

00960   00970 

01853   01856 

02749   02904*  03179   04608 

GASTROINTESTINAL  ANGICGRAPHY 

01723   02950  0^975   06549 

10135* 

GASTROINTESTINAL  ANOMALIES 

00368   02657  02658   02673 

0S360   06263*  06269   07170 

GASTROINTESTINAL  BIOCHEMISTRY 

00016*  00242  00936   01178*  Oil 

GASTROINTESTINAL  BIOPOTENTIALS 

07269*  07281*  07476*  08138*  081 

09068*  09181*  09932*  09941   099 

09957*  09964 

GASTROINTESTINAL  BIOPSY 

00343   00344  08052 

GASTROINTESTINAL  BLEEDING 

00245   00355  00393 

00453*  00499  00602 

00856   00857  00858 


00563 
01 837* 
02064 
09927* 


05355  06261*  09853 

0801 9* 

0801 9* 

10201*  10738* 

00639*  00949*  00955* 

01848  018S0   01851 

02627  02739*  02740* 


07156*  C751S   09225   09460 


03592   0S356   05357   05359 


CE146   08148   09039* 
09947*  09950*  09956* 


01488*  01646*  01648 
02110   02174 
02665   02666 


00394*  00395* 

00603  00604 

00859  01266 

01649*  01695 

02214*  02612*  02613* 

02667   02950  02975 


00422  00429 

00608*  00676 

01267  01374 

01706  01732 

02623  02624 

03056*  03087 


00432* 

00682 

01480 

01735 

02656 

03135 


04838 
05039 
06274 
06749 
07179 
07007 


GASTROINTESTINAL 
CONT INUEO 

03176   03210* 

03557   03609 

03971*  03989 

04484    04489 

04825 

05021: 

06079 

06748 

07171 

07597 

08021*  08059 

08421    08S68 

08934*  08957 

09307   09361 

09866   09874 

10268*  10475 

10817*  10828 

GASTROINTESTINAL 
08530* 

GASTROINTESTINAL 
026II*  02646 
03559   03590 
05372   05643* 

GASTROINTESTINAL 
0  2969 

GASTROINTESTINAL 
00244   00251 
01694 
02622 
03817*  03820 
06453*  08947 

GASTROINTESTINAL 
01171*  0  1 183 

GASTROINTESTINAL 
02627   02632 

GASTROINTESTINAL 
00375   00806 

GASTROINTESTINAL 
01186   05630 

GASTROINTESTINAL 
00258*  00230 
00643   00851 


03318 

03849 

04014 

04489 

04857* 

05068 

06279 

06841* 

C7187 

0761  3 

08072 

08646* 

08959 

09363 

10151 

1 0570* 

1  0830 

CALCULI 


03463* 

03878 

04014 

04492 

04868 

05279 

06549 

06890 

07493* 

07629 

03309 

06664 

08970 

09460 

10161* 

10616 

10835 


03518 

03906* 

04146 

04792 

04915* 

05379 

06569* 

06695 

07545 

07637 

08312 

08699 

09207* 

09587 

10251 

10667 

10846 


03549 

0391b 

042SJ 

04802 

04932 

05368 

06599 

07138 

07579* 

07662 

08320 

0871  5 

0921  7 

09666 

10255 

10734* 

10855 


03552 

03921 

04399 

04307 

04944 

057  74* 

0o613* 

07156* 

07560* 

0  7691 
06366 
08822 
0i(291* 
09839* 

1  0260 
10  306* 


01733 
02685 


CANCER 

02648   02662  02969   02989   03352* 

0446  1*  04493  04495   04496   05334* 

06666   07157  08302   09860   10813* 
CARC INOGENESl S 

CIRCULATION 

00540*  00834  00937   01169*  01170* 

01819   02080*  02083*  02065*  02093 

02690   02905*  02907*  02975   OJf.55 

03821   04462*  04471    04685*  04915* 

CIRCULATION  STUDY  TECHNIJUES 

COMPLICATI ONS 

02663   03565  05393   10624   10825 

CYSTS 

00895   00896  02941   05356   10826 

DEVELOPMENT 


03553 

03  94  7 
0446  2* 
04820 

04  95  0 
0578  2 
0  665  8 
0716  1 
0758  1* 
07808* 
08407 
08929 
09305 
09362 
10  262 
10816* 


03556 
05371 


01  182 
02104* 
0381  6* 
03386 


01268 

0  2969 

04496 

05627* 

05716 

07497 


01779 
02645 
0358S 
05183 


01266 

02950 

044  95 

05391 

057  15 

07189 
GASTROINTESTINAL 

02605* 
GASTROINTESTINAL 

00851   00868 

08027   10238 
GASTROINTESTINAL 

01773   02612* 

06258*  07155* 
GASTROINTESTINAL 

OOaSO   00860 

01763 

02641 

03582 

04490 

06260*  06270 

07210*  07278 

08795   08936* 

09868   09878 

10854 
GASTROINTESTINAL 

00845   01657* 

02673   02676 

07160 
GASTROINTESTINAL 

09862 
GASTROINTESTINAL 

00344   00348 
GASTROINTESTINAL 

00787   01190 

09057   09177 
GASTROINTESTINAL 

00472   00525 

06731   07160 
GASTROINTESTINAL 

00352   00410 
GASTROINTESTINAL 

00215   00234 

08142*  09005 
GASTROINTESTINAL 

00265*  01654* 

02969   02989 

08560   I  0859* 
GASTROINTESTINAL 

01682*  05382 


DIAGNOSIS 
00343  00344 
00869  01230 
02104*  02172 
02972  02975 
04709  04711 
05643*  03660* 
05717  05719 
08150  08316 
DISEASE 


00345 
01250 
02173 
02979 
0  4719 
05667 
06550 
08322 


00346  00354 

01263  01264 

02174  02181 

03855  04490 

05335*  05361 

05712  0b713 

06595  06606* 

10009*  10133* 


00355 
01265 
02183 
0449  3 
0537  7 
05714 
07  14  8* 


DISEASE    EPIDEMIOLOGY 

01767        01768       02661        06i75       06276 


DISEASE    ETIOLOGY 

02626       02643        03581         05367       05368 


DISE 

0087 

0178 

0264 

0359 

0533 

0627 

080 

0896 

1016 


ASES 

01686 
01792 
02653 
04  469 

5*  05361 
062  83 

2*  08039 
08971 
10265 


01691 

02605* 

03531 

04470 

05367 

06285 

08053 

08979 

10819 


01712 

02609* 

03564 

04481 

05  37  4 

06297 

08056 

09225 

10  820 


01713 

02615* 

03567 

044  87 

05377 

06802 

08324 

09234 

10833 


DISEASES  IN  CHILDREN 


0261 1* 

03204 


02649       02651        02654        02663 
03287*     03578        03592       05384 


01760 
0263  1 
03572 
04488 
05387 
07159 
06487* 
09  328 
1084  2 


0267  2 
0627  8 


DIVERTICULA 

ENDOSCOPY 

07486*  08304   09207*  10847 

ENZYMES 

01362        018S6       02065        02075       02909*     05604* 


FISTULAS 

01699   02623   03060*  04430 

07697*  08048   08464   08966 

FUNCTION 

00541*    02904*    04470 

HISTOLOGY 

00923   01296*  02910*  04495 

0901  3 

IMMUNOLOGY 

01849   02646   02669   02675 


08066*  08094 


03290*  03576   03600   0446  1*  04498 


INJURIES 
05393 


02906* 
08017* 


1324 


GASTROINTESTINAL  LYMPHOGRAPHY 
08301 

GASTROINTESTINAL  METABCLISf* 

01166   01176»  02061   02066   020e7 

02078   02083*  02092   02629   04A82 

GASTROINTESTINAL  W ICRCCRGAN I  SMS 


02  07  0 
07464 


00234 
02073 
02683 
04494 
06287 


C2780 
05474 
09047 

01646 
09013 


03571 

05608* 

08285* 


00938 
07190 


00120 


02904* 

06391 

09578 

01849 
10826 

08948 


01167   01168   01185   01679* 
02086*  02332*  02610*  02643 
02686   02909*  03555 
0S129   05344   05345 
06288   08027   08045 
10123*  10738* 
GASTROINTESTINAL  MCPPHOLCGY 

00001*  00032   00241*  00935 
02730   02910*  05433   06720 
GASTROINTESTINAL  MOTILITY 

00074   00107   00117   00119 
00985*  01007   01659*  01870*  01871* 
01895   01896   01897   01898   01900 
02640   02761*  02779 
04581*  04608*  04817 
07276   08030   08150 
GASTROINTESTINAL  MUCOSA 
00010*  00234   01811 
04498   06305*  08091 
GASTROINTESTINAL  NEOPLASMS 

00689   00843   00844   01731 
GASTROINTESTINAL  NEOPL ASMS. EEN I GN 

01726 
GASTROINTESTINAL  NEOPLASMS , MAL IGN ANT 
00577   00845   01296*  01721   01722 
01730   01733   02218*  02377   06527* 
08956   09228   0923C   10489   10834 
GASTROINTESTINAL  NEOPL ASKS . V  ILL OUS 

06594 
GASTROINTESTINAL  CESTRUCTION 

00387   00533   00634   00836   00852 
02972   04456*  C6263* 
GASTROINTESTINAL  PATHOLOGY 

00691    00849   00850   02605*  02626 
GASTROINTESTINAL  PERFORATION 
00873   01502   02313   02392 
06295   07175   07181   08029 
GASTROINTESTINAL  PERFUSION 

05391 
GASTROINTESTINAL  POLYPS 

03177   03178   05886   10847 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  OIACNCSIS 
00107   00345   00346   00347   00851 
02168 
02972 
057  13 
08331 
GASTROINTESTINAL  SECRETION 

00167   00887   01177*  01178*  01188 
02658   02783*  02784   02904*  04E94 
GASTROINTESTINAL  STRICTURE 

01700 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 
00685   00853   00891*  01675*  01677* 
01733   01734   02611*  02616* 
02670   02681   03060*  03176 
03583   03593   03842 
06263*  06740*  06792 
08945   08984   09848 


01777 

02644 

03581 

06256* 

08288 


02075 
10113* 

01778 
02661 
03583 
06266 
09297* 


02072 
02676 
04486 
06275 
10112* 


oiei  1 

07206* 

00121 

01672* 

01901 

03595 

06392 

09840* 


01  819 

08052 

00247 

01882 

02287* 

03685 

07206* 

09959* 


02646 
08091 

00531 
0  1884 
02628 
0  3  691 
07275 


01850   02907*  03600 


01726 
06639 


01727 
07693 


01  729 
08955 


01224   02104*  02625 


01710  01714 

02941  02944 

05660*  05667 

08302  08325 


05359 
08532 


02173  02175 

04093  04490 

06527*  06546 

09230  09283 


06277 
0894  9 


06278   06281 


00859 
C2130 
04493 
0674  4* 
09855 

01  189 
064  1  8 


01267 
02183 
04709 
07527 
1  0381 

0  1  199* 
07461 


01277 

02317 
0471  1 
08032 
1 0816* 

02657 
08159 


04812 
06934 
09876 


01699 

02632 

03287* 

05183 

0694  0 

10110 


01732 
02665 
03564 
05389 
08050 
10  373 
GASTROINTESTINAL  TRACT 

00254   10132 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

07170   08085*  09177   10823 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

00937   01224   01265   01404   01697   01872* 
07175   07527   08030   08324   08325   08949 
09862   10198*  10340*  10854 
GASTROINTESTINAL  TRACT. AGE  EFFECTS  ON 
00074   00875   00876   02631   02681 
08946   10112* 
GASTROINTESTINAL  TR ACT. D I SEASES  ASSOC 
01718   01745   02216* 
08933*  08954   10819 
GASTROINTESTINAL  TRACT. DRUG  EFFECTS  ON 
00831*  00860   00861   00965   00991* 
01737   01743   01901   02062   02C79* 
02216*  02761*  02907*  03553   03589 
05353   05362   06264   06272   07166 
GASTROINTESTINAL  TRACT. DRUG  TREATMENT 
00534   00539*  00831*  00862   00863 
00898   01321   01355   01649* 
01739   01740   01741   01742 
01748   01749   01750   01751 
01781   01786   01788   02365 
02637   02638   02639   02640 
02672   03591   03595   04014 
10839 


01703 
02636 
03558 
05370 
0B02K 
10185 


01731 

02656 
03563 
05385 
08048 
10195* 


01873* 
09047 


04490 
09461 


06277   08135   08945 


00844 
07178 


00867 
01736 
01747 
01755 
02635 
02660 


01708 
06032 


AT  ED 

02624 

10820 

01409 

C2080* 

0371 0* 

07607 

OF 

00864 

01677* 

01744 

01752 

0261 3* 

02642 

04483 


IITH 

02628 


01648* 
02081* 
03813 
09839* 

00865 

01684* 

01745 

01753 

02616* 

02645 

05347 


ON 
05345 


GASTROINTESTINAL    TRACT  .ELECT  ROLYTE     METAtiCLISI 

06356        10833 
GASTROINTESTINAL     TRACT. ENZYME     TREATMENT     OF 

08474        10837 
GASTROINTESTINAL     TR AC T , FORE  I GN     BODIES     IN 

00873        01502        08035        08050 
GASTROINTESTINAL     TRAC T .HOR MONAL     CONTROL     OF 

00245        00249        01888       01927        02077        02O26 
GASTROINTESTINAL     TRACT .HORMONAL     TREATMENT     OF 

10276* 
GASTROINTESTINAL     TR ACT .NERVOUS     CONTROL     OF 

00921        00938        01007       01008        01899        02641 
08142*     09038*    09040 
GASTROINTESTINAL     TRACT. TOXIC     EFFECTS 
01770        03565        03879       04482        05344 
06272        07040*     07166        10156        10830 
GASTROINTESTINAL     TRAUMA 

01364        01687        02605*    03573        03679 
05393 
GASTROINTESTINAL     TREATMENT 
SEE     ALSO        GASTROINTESTINAL     SURGERY 
02613*    02637        02655       02659       03585 
08941*     09854        10833 
GASTROINTESTINAL    ULCERS 

02612*     03557        03906*     10824 
GASTROINTESTINAL     ULTR ASTRUCTURE 

07215         07464        07578*     08094 
GASTROINTESTINAL    WATER    METAaOLISM 

06355        08114*    08124*    08940*     09200*     09560 
GASTROSCOPY 
■:EE     ALSO        STOMACH    ENDCSCOPY 

04718        06525*    06607*    06685*     05694*     07179 
08306        08313        08319       08420 
09368        10242        10254        10256 
GASTROSTOMY 

00378        04809        04812 
GENETIC    RELATIONSHIPS 
''EE     ALSO        FAMILIAL    DISEASES 

01342*     01411        01449        01491*    01652*     01832* 
03177        03310        03354*     03777        04011        04083* 
05138*     05156*    05357       05369       05387        05431 
06165*     06614*    07155*    07209*     08154*     08391* 
08631        09078*     10200*     10501*     10554* 
GENETIC     RELATIONSHIPS. ELOOD    GROUP 

07155* 
t lAPOI ASIS 

01784*     01793        02331*    03599        10659* 
GILBERTS    DISEASE 

00655*     08811        09227 
GLUCAGON 

01020*    01162        01960*     01961*     02823* 
03816*    04255        04464       04628*    04685 
06615*     07318*     08193        06223* 
09173*    09186*     lOOOl*     10024* 


04467         10100* 


05474         07206* 


05607*     06264 


04016*    04468       05382 


04470        04484        05389 


01735 
02180 
03816* 
10830 

00866 

01735 

01746 

01754 

02617* 

02659 

05374 


08466 
1028K 


0920  8* 
10564* 


08392*    09426*     10355 


07593 
09222 


02205 
04  1  73 
03758 
08555 


08298 
0931  3 


02433* 
04203* 
05765* 
08620* 


001  81 

03815 

06404*  06515 

09041    09094 

10344*  10731* 


02830 
05579 
06519* 
101 01* 


03698* 
05598 
0°037* 
10107 


01103 
08252 


GLUCONEOGENESI S 

00216   01101 

07374  07447 
GLUCOSE 

00104  00181 
GLUCOSE  ABSORPTION 

00047*  00048*  00944*  00964 

01844*  01851   02061   02062 


01104   Olios   01498*  0  1576*  06489 


02080*  02823*  02908*  06403*  09970* 


00965   01159* 
02738*  03624* 


01989 
06485 


02019 
07  38  7 


04977*  04987   04993   05437*  05443*  05444* 
05554*  06191*  06343*  06364   07238*  07239* 
09026*  09913*  09914*  10413* 
GLUCOSE  METABOLISM 

00492   01164   01607*  01660*  06615*  07239* 
08522*  08861    09913*  09914*  10051*  10119* 
GLUCOSE  METABOLISM, LIVER 

00213   01984   01994   01997   02012   02490* 
02847*  02853*  02857*  02886*  04649*  06191* 
06518*  07357   08216*  10024*  10063* 
GLYCOGEN 

01284   05535   05562   05856 
GLYCOGEN  MET ABOL I SM .L IVER 

01498*  01576*  01952*  01988 
03341*  05196   05552*  05562 
GLYCOGEN  STORAGE  DISEASE 

01538   03341*  04287   05196 
GLYCOGEN. LIVER  „,„=,. 

00195*  01102   02725   02846*  02847*  02857* 
05176   05538*  05554*  06140   08103   08260 
09892*  10033* 
GLYCOPROTEINS 

00010*  00012*  00013*  01305   02893*  05492* 

07343*  07459   07472*  07585*  07865   08153* 

GNOTOBIOSIS 

07168   07454*  07459   07847*  09897 
10113*  10123*  10670 
GRANULOMA 

00400   00678   02322* 
GRANULOMATOUS  COLITIS 
SEE  ALSO   CROHNS  DISEASE  OF  COLON 


01669* 
0j)631* 

0  5445* 
07321* 


O  1  84  3* 
0454  2* 
0544  6* 
oai  1  6* 


07321* 
10519 


02502 
0  64  89 


02477 

07445 


02568 
0649  I 


02880 
09139 


06995   08756*  10  10  3* 


04287 
08752* 


0641 1* 
09987* 


04  52  4 

09125* 


0661 8* 


09972*  10109   10112* 


06257*  06273 


%w^:^:;: 


1325 


04177   07504 
10333*  I0ft02 


06992 
08715 


GRANULOMATOUS  COLITIS 
CONTINUED 

03286* 
GRAVITATIONAL  STRESS 

00126 
GREATER  OMENTUM 

01696   07668 

HAMARTOMA 

07007   07156*  10620 
HEAL  I NG. WOUND 

01417*  01418*  03931   05861* 

10428* 
HEIDENHAIN  POUCH  STUDIES 

07271*  07287*  07291*  08164* 
HEMANGIOMA 

01728   04136 

08797   10233 
HEMATEMESIS 

00374   00455*  00858 

10238 
HEMATOMA 

05754   05896   06753 

07899*  07900*  08S4S 
HEMOelU  I  A 
SEE  ALSC   BILIARY  TRACT 

00818   06994   08923    10777 
HEMCCHRCMATOSIS 

00692   00630*  02178 
HEMODIALYSIS 

01941*  07039*  07068 
HEMOGLOBIN  METABOLISM 

01581*  10S36* 
HEMOLYTIC  ANEMIA 

01652*  04208*  07044 

10623    10724 
HEMORRHAGE 
SEE  ALSO   BLEEDING 

01505   02612*  02613*  03321 

08957   09294*  09859   09866 
HEMORRHAGIC  PANCREATITIS 

00640*  00642*  01475   02422* 

08746   09621*  10531* 
HEMORRHOIDS 

00605   03220*  05962 
HEMOSIDEROSIS 

00686   03630*  06739* 
HEPATECTOMV 
SEE  ALSO   LIVER  REGENERATION 

00199*  00200*  00202*  00203* 

00212   00435*  OlOSO*  01088* 

01483*  01976*  01977*  02087* 

06459*  06468   06511*  07316* 

08263    10025*  10031*  10595 
HEPATIC  COMA 
SEE  ALSO   LIVER  COMA 

02434*  02480 
HEPATIC  ENCEPHALOPATHY 

00666   00741*  01504 

06077   06088   06129 

06779   09661    09665 

10670    10675*  10692*  10725* 
HEPATIC  VEIN  THROMPOSIS 
SEE  ALSO   BUDO-CHIARI  SYNDROME 

10558*  10666 

HEPATITIS 

SEE  ALSO 

SEE  ALSO 

SEE  ALSC 


08057   09S22*  10116*  10202* 


07382   08376   CaS99 


02204   03546*  0896S   09326    09423* 


07020 
10378 


07676   07677   07678 
1064  7 


02290*  06073*  09122*  09992*  10575* 


07856   06876    C9340   09604    10  123* 


07559    C8333*  08421    08796 


10532* 


09514* 


02082* 
06185* 
09678 


04244   04700*  06949*  Ce74H 
10S3S*  10538* 


002C4*  00205*  00207*  00210 

01090*  01091*  01092*  01149 

02509  05556*  05587  06313* 

07323*  07362  07415  07673 

10603  10658  10671*  10678 


02563*  02564*  04292*  04405 

06166*  07841*  07842*  07647* 

09700  10161*  10553*  10637 

10727*  10738*  10743 


JAUNDICE 
LIVER 
LIVER  COMA 

02427*  02433*  02441*  02S02 

03386   03392   03410   03456* 

04332   04333   04334   0S193 

07044   07045   06841    09890 
HEPATITIS  COMPLICATIONS 

02554*  03389   03466   08835 
HEPATITIS  COMPL ICATIONS. VIRAL 

00706*  02526   02531    02535 

05251    07053*  07840*  07936 

09773    10708 
HEPATITIS  DIAGNOSIS 

01202*  02151    03407*  04379* 

05659*  06168*  06555   06981 

10563* 
HEPATITIS  DlAGNOSISiVIRAL 

00329   01249   02532   03425* 

04353   04361    04368 

06556   07484*  07934 
HEPATITIS  EPIDEMIOLOGY 

00729*  01582   01596 

09728*  09732*  09736 


02505  02519  02615*  03342* 
03513  03557  03570  04C69* 
06136   06171    06987   07018 


03444   03446   04356   05237 
08862   09724*  09741    09746 


05148* 
08859 

02537 
09739 

HEPATITIS  EPIDEMIOLOGY, VIRAL 
01573*  01574*  01583  02521 
03437  04346*  04351  04367 
05228  05231  05232  05238 
06164*  06167*  06170  06175 
07921*  07938   07940   08844* 


04691* 
07049* 


03435 

05220* 

09763 

02539 
10707 

02547 
04371 
05242 
06179 
08858 


04703*  0S2S4*  05657* 
07514   0967C   09802* 


03439 
0524  0 


03447*  04345* 
05245   05252 


04330*  07912*  07948* 


02549   03428  03431 

04374   05221*  05223* 

05248   05249  05250 

07165   07910*  07917* 

09727*  09730*  09734* 


HEPATITIS 
CONTINUFD 
09743 

HEPATITIS 
09753 

HEPATITIS 
00652* 
061  4fi 

HEPATI TIS 
00716 
03432 
04344* 
05233 
09762 

HEPATITIS 
0071 1* 
00734 
01597* 
05657* 
07068 
0708? 
07931 
08763 
09732* 
09769 
1 0683* 
10705 

HEPATITIS 
00652* 
02516* 
02533 
04341* 
05220* 
05244 
06167* 
07054* 
07913* 
07929 
09727* 
09768 
1 0688* 

HEPATI TI S 
03427* 
08832 

HEPATI TI S 
00706* 
04364 
09756 

HEPATITIS 
02549 

HEPATITIS 
04324* 

HEPATI TI S 
02534 
04378* 
061  75 

HEPATITIS 
061  41 

HEPATITIS 
05220* 
06180 

HEPATITIS 
00722 
05260 
10715* 

HEPATITIS 
00715 
05227* 
08847* 

HEPATITIS 
00724 
03434 
05218 
088  56 

HEPATITIS 
00653* 
01583 
05227* 

HEPATITIS 
07912* 

HEPATITIS 
007  1  3 
00734 
02442* 
04309 
04384 
05254* 
06141 
07916* 
08977 
10696* 
107  23 

HEPATITIS 
07936 


EPIDEMIOLOGY. VIRAL 


09755   09762   10681* 
EPIDEMIOLOGY, VIRUS 


10699    10711    IU716 


ETIOLOGY 
01578*  02518 
06158  08857 
ETIOLOGY, VIR 
02515*  02521 
03438  03441 
04346*  04350 
05235  06162 
09772  10684 
I MMUNCLOGY 

00714  00716 
00735  01202 
02518  02540 
06161*  06555 
07069  07071 
07512  07831 
07937  07942 
06616  06860 
09733*  09737 
09777*  10555 
10690*  10691 
10706  10707 
IMMUNOLOGY. V 

00715  01574 
02523  02524 
02536  02536 
04342*  04343 
052P4*  05225 
05246  05247 
06169*  06172 
07064  07065 
07915*  07916 
07932  07947 
09735*  09742 
10057*  10584 
10689*  10696 
IN  CHILDREN 
03448*  03466 
08835  08854 
IN  CHILDREN 
00728  01583 
06162*  07075 
09764  09765 
IN  PREGNANCY 
07C98  07919 
PATHOLOGY 
04381  05268 
PATHOLOGY, VI 
02545  02546 
05222*  05227 
07922*  08844 
PROPHYLAXIS 


02519   03447*  04377*  05230    05659* 


02529 
03443 
04354 
06165* 


00720 
01577* 
04377* 
07049* 
07072 
07924 
07943 
08863 
09738 
10569* 
10693* 
10710 
IRAL 

01590 

02525 

02541 

04344* 

05234 

05249 

06173 

07080 

07917* 

08845* 

09750 

10681* 

10711 

05259 
09757 
VIRAL 
02551 
07919* 
09767 


06168* 
RAL 

02552 
0524  1 
09729* 


03423*  03424*  0J430*  0343  1 

0344b  04341*  04342*  04343* 

04362  04366  04375  05222* 

07910*  07916*  08S44*  09752 


007^1 

01b7e* 

04691* 

07051* 

07074 

07925 

07944 

06868 

09739 

1056  7* 

1 0694* 

10712 

01592 

02526 

02543 

04345* 

05236 

052  53 

061  77 

07907* 

079  18* 

08847* 

09751 

10682* 

10719 

05260 
09779 

03446 
07932 
09775 


00  73  0* 
01579* 
0472  1 
07057 
07077 
07  92  6 
07945 
09088 

09  744 
10664 

10  698 
10715* 

01593 

02529 

02544 

0434  6* 

05238 

06163* 

06180 

07906* 

07919* 

09650* 

09752 

1068  5* 


00731* 

01580* 

0  5146* 

07058 

07078 

07927 

07948* 

097P8* 

09758 

106S3* 

10699 


01  594 

0iiS30 

02546 

04347* 

05239 

06164* 

OOl  62 

07910* 

07920* 

09725* 

09753 

1 0686* 


00732 

0159  1 

0522 1* 

07062 

07  08  1 

07928 

07963 

0973  1* 

09759 

10684* 

10704 


0251 5* 
02532 
02550 
04  34  8* 
05243 
06165* 
07052* 
0791 2* 
07923 
0972  7* 
0976  0 
10687* 


07051*    08780        08783 


04344*     04351 
08846*    09751 


04353 
09  75  2 


07911*  08869   09636*  10605 


04261*  04347*  04349*  04356 
05255*  06123   06162*  06174 


PROPHYLAXIS, VI RAL 

05223*  05229  05234 

07921*  08846*  09747 

TREATMENT 

00733        00735  01598 

07084*     07086  07087 

1  0720 

TREATMENT, VI RAL 

01586        01587  04344* 

06160*    06166*  06178 

08655        09740  10680* 

ACUTE 

00725   00727  01566 

04327*  04363  04372 

05225*  05226*  06168* 

10692* 

ACUTE  VIRAL 

00707*  00711*  00728 

01588   01S93  02512* 

06175 

ANICTERIC 

07938   10684*  10695* 

ChRONIC 

00720   00726  00729* 

00735   00736  01493* 

02554*  02555  02556 

04376   04377*  04378* 

04385   04394*  04698* 

05255*  05256*  05257 

07054*  07081  07084* 

07948*  07950  07951 

09463   09636*  09758 

10714*  10716*  10717* 

1  0724 

CIRCULATION  IN 

09771 


05242        05246       0b248 
10693*     10695*     10700 


02514*    03451 
07946        08820 


05254*     05256* 
09778        10569* 


04359 
06183 


04364 
06164 


04370 
07933 


0522  3* 
0884  4* 


02494*     03421*    03426*     03429 
04375        04376       04377*     05146* 
07054*     07905       07909*     0791  1* 


01575*     01576*    01577*     01579* 
02514*     02527       04360        04370 


00730* 

01577* 

03449 

04379* 

05146* 

05258 

07085 

08814 

09776* 

10718 


00731* 
01597* 

03450 

04380* 

05154* 

05259 

07086 

08868 

09778 

10719 


00732 

01  598 

03457* 

04382 

05225* 

05260 

07087 

08869 

09779 

10720 


00733 
01599 
03487 
04383 
05226* 
0526  1 
0789  4* 
0887  0 
0989  4* 
1072  1 


1326 


04203   0»332 
10057*  10075* 


HEPATITIS. CLINICAL  STUDIES  OF 

00717 
HFPATITIS. DISEASES  ASSOCIATED  WITH 

00e53*  00736   01493*  01580*  01581*  01589 
0251?*  06161*  07085   06870   09736   10690* 
HFPATITIS.CISEASES  ASSOCIATED  WITH  VIRAL 

00388   C1250   01575*  06174   07053*  07079 
09766   106F6*  10687*  10713 
HEPATITI S.FXPEPIMENTAL 

00701*  01594   Or'520   02552 
061H6   07061    07083   079C9* 
HEPAT I TIS.LOPOIO 

07041  * 
HEPAT IT IS.frTABOLIC  CHANGES  IN 

07083   07911*  07913*  07914*  07915*  09745 
Hf PATIT IS.SEPUM 

00709*  00714   00718   00719   00720   00723 
01596   02521   02537   02539   02540   02549 
03422*  03423*  03425*  03433   03441    C3447* 
0434?*  04347*  04348*  043S2   04355   04358 
04374   04691*  05220*  05221*  05223*  05225* 
06169*  06170   06181   06184   07056   07062 
C7910*  07915*  07917*  07918*  07920*  07921* 
08861   09732*  C9733*  0=734*  09757   09768 
10693*  10695*  10697   10712 
HEPATITI S. TOXIC 
SEE   ALSO   TOXIC  EFFECTS  ON  L I VF R 

00700*  C0701*  07047   07841*  08623*  09717* 
10672*  10674*  10675* 
HEPAT IT IS.V IRAL 

00656*  00709*  00710*  00712*  00713 
01585   01595 
02522   02523 

02531  02S32  02533  02534 
07541  02542  02543  02F4S 
03420 


01591 
1  0722 


07907*  09749 


05222*  06143* 
10682* 


09764  09774 

01580*  01E81* 

02553  03420* 

04270*  04330* 

04361  04366 

05228  06167* 

07070  07909* 

07930  08651 

10685*  10689* 


09722   10633 


00729*  01584 
0^520   02521 


00717 
02?11*  02513* 
02524   02S2S 


02530 
02540 
02553 
03442 
04  373 


02529 
02536 
02552 
03441 

04369 

0701  1 

07061 

07506 

06849 

09761 

1071  3 
HFPATGLENTICUL 

02432*  02439*  C2470 
HEPATOMA 

02448*  02453 


03422*  03423*  C3429 

04330*  04352  04355  04357 

. 04376   05226*  06176  06181 

07050*  07052*  07053*  07055*  07056 

07C63   07064   07066  07067  07070 

07913*  07914*  07935  07939  0794  1 

08853  08854  C8661 

09774  10701  10702 


08850 
09770 


08852 
09771 


00721 

02516* 

02526 

02535 

02546 

03436 

04360 

06443* 

07059 

07073 

07951 

08862 

1  0703 


00726 
02517 
02528 
02536 
02550 
03440 
04365 
07008 
07060 
07076 
08848 
09748 
10709 


CECENERAT ILN 


024E 


02458 


07107*  07316*  07330*  07390 


02465 
07443 


07881    08786 
HEPATOMEGALY 

00670   02486 

08793        06810 
HEPATOSPLENOMFGALY 

05404*     06094 
HEPNIA 
SEE     ALSO 

00533 

06882 
HERNIA  IN  CHILDREN 

04764 
HERNI A.ABDOMEN 

01701   03932 
HFBNI A,DI APHRAGM 

02619*  04764 
05760 


02466 
C7E2  1 
10577* 


06986  07013 
07625*  07873 
10583* 


08801   09649*  10573* 

06312*  06975*  0^C26   07  85  7   07664   07686 


DIAPHRAGM  hEPNIA 
00757   00799   00600 
06884    07551    09271 


02285*  C5878 
09459   10245 


06860   08536   08809 


05727   05732   05733 
07539*  08378   08505   09264 
HERNIA. DISEASES  ASSTCIATED  WITH  HIATUS 

00387   00388   01273* 
HERNl A.HI ATUS 

00364*  00365*  00366*  00377 
01194*  01271*  01272*  01275 
02189*  02194  02209  02210 
02996*  03003*  03005*  03006*  03011 
03022  03025  03026  03027  03030 
04699*  04724*  04727*  04728 
04756  04762  05720*  05727 
05753 
06588 
07556 
08340 
09247 


05734 
09267 


05879   06793 


05738 
09285 


0574  1 
06583 


057S9 
06591 
07557 
08366 
09251 


03898 

04751 

05738 

06579 

07537*  07545 

08332*  08337 

09241*  09246 

09277  09282 
HERNI A. I NGUI NAL 

06782  07663 
HIATUS  HERNIA 

00364*  0C365*  00366*  00377 

01 194*  01 27 1 

02189*  02194 


00385 
02  1C9 
0221  1 


05760 
06592 
07559 
08367 
09252 


10156*  10160*  10165* 


00386 

02  186* 

0221  2 

0301  3 

03031 

04730* 

05732 

06572 

06600 

07565 

08368 

09253 

lOiei 


06937* 


00385 
02  1  09 
0221  1 


01272*  01275 
02209   02210 

02996*  03003*  03005*  03006*  03011 

03022   03025   03026   03027   03030 

03898 

04751 

05738 

06579 


00386 
02186* 
0221  2 
0301  3 

C303I 


04699*  04724*  04727*  04728*  04730* 


04756 
0574  1 
06583 
07537*  07545 
08332*  08337 


04762 
05753 
06588 
07556 
08340 


05720" 

05759 

06591 

07557 

08366 


05727 
05760 
06592 
07659 
08367 


05732 
06572 
06600 
07565 
08368 


00387 

02187* 

02213 

03014 

03C42 

04738 

05733 

06575 

06644 

07566 

08381 

09262 

1  01  84 


00387 
02187< 
02213 
03014 
03042 
04738 
05733 
06575 
06644 
07566 
08381 


HIATUS  HERNIA 
CONTINUED 

09241*  09246   09247   09251   09«:S2   09253 
09277   09282   10156*  10160*  10165*  10181 
HIATUS  HEPNIA. DISEASES  ASSOCIATED  WITH 

00387   0C388   01273* 
HIRSCHSPRUNGS  DISEASE 

00573*  01421*  0X422*  02357*  02358*  02359* 

04112*  05049   05073   05080   OSOBl   05384 

06015   07739   07754   08713 

10441*  10443*  10464    10480 
HISTAMINE 

00024 

00300 

01019 


09509*  09526* 


09262 
1  0184 


02386 

05978 
I  0439* 


0  0  388 

02188* 

02992* 

03017 

03870* 

0  4  741 

05734 

06576 

07S34* 

08024 

09237* 

09267 


00388 

02188* 

02992* 

03017 

03870* 

04741 

05734 

06576 

07534* 

08024 

09237* 


00131*  00132*  00164  00165  00258* 
00302  00427  00448*  00449*  0O4S1* 
u.u.^-  01020*  01022*  01046  01048  01173* 
01914*  01919*  01920*  01935*  02262*  02254* 
02788*  02964  03121*  03129*  03699*  03703* 
037  19  03856  04505*  04603*  04604*  04774* 
05495*  05502*  05504*  05512  05516  05768* 
06409*  06698*  06734  07282*  07285*  07289* 
08195  08415  09063*  09064*  09074*  09351 
09405  09967*  09973*  09975*  09976*  0998  1* 
09988*  09989*  09991*  09996  10010*  10269* 
1 0335* 
HODGKINS  DISEASE 

03360   04283   05194   06001   06637   07018 
08718   08773   09456   10566*  10579*  10621 
HORMONAL  CONTROL  OF  AESOHPTION 

00038*  00086   00952*  00971   09916*  09931* 
HORMONAL  CONTROL  OF  BILIARY  TRACT 

091 38* 
HORMONAL  CONTROL  OF  CIRCULATION 

01175* 
HORMONAL  CONTROL  OF  ESOPHAGUS 

00087* 
HORMONAL  CONTROL  OF  GALLBLADDER 

01958*  02266*  06377*  07104* 
HORMONAL  CCNTPOL  OF  GASTROINTESTINAL  TRACT 

00245   00249   01888   01927   02077 
HORMONAL  CONTROL  OF  LARGE  INTESTINE 

00069   04107* 
HORMONAL  CONTROL  OF  LIVER 

01102  01112  01123  01124  01126 
01952*  01960*  01961*  01986  02040 
02839*  03743*  03761*  04273*  04387 
05138*  05575  06451*  07310*  07318 
07444  07901*  08213*  08260  09133*  09664 
10024*  10028*  10039*  10090  10100* 
HORMONAL  CONTROL  OF  MOTILITY 

00097*  00119   01900   06373*  07271* 
HORMONAL  CONTROL  OF  PANCREAS 

OOOll*  00176*  00181   00183   00184   00185 
01054*  01061   01064   01065   01934*  01937* 
01941*  01945   01946   01948   03735*  03739 
05533*  06426*  06508*  07286*  07303*  08202* 
09097   09099   10100* 
HORMONAL  CCNTROL  OF  SECRETION 
00167   01026*  01910*  01949 
HORMONAL  CONTROL  OF  SMALL  INTESTINE 
00236   00237   01160*  02048*  02759 


00259* 

00485 

01335* 

02703* 

03706* 

04874 

06406* 

08170* 

09376* 

09983* 

10308 


03226* 
06005 
1044  0* 


00299 
00727 
01737 
02756* 
03712* 
05  48  8* 
0640  6* 
08185* 
0937  8* 
0998  6* 
1031  7 


07871    08388* 


02628       04467        10100* 


01  142 

02  04  1 
04501* 
07344* 


01  146 
02472 
046441 
07385 
09669 


01558* 
02  49  8 
04666 
07442 
10019* 


00628* 
01 938* 
04625* 
09092* 


01053* 
0193  9* 
0463  1* 
09093 


03  660 


06372*   06389 


01928   02270   06302*  06383 


04672*  04685   05443*  05875 
HORMONAL  CONTROL  OF  STOMACH 

01018*  01029*  01917*  01925 
09073* 
HORMONAL  CONTROL  OF  STOMACH  ACID  SECRETION 

00131*  00132*  00133*  00136*  00137*  00143* 
00148*  00157   00158   00159   00163   00165 
01914*  01916*  05496* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

00156  00164  00486  01011*  01027*  01030* 
01042  01906*  01909*  01911*  01912*  01915* 
01950*  02048*  02249*  02252*  02254*  02256* 
03956  04853*  04856*  04907  05857  06405* 
07281*  07289*  07292*  08165*  08171*  08185* 
09980*  09991*  lOlOO*  10107 
HORMONAL  TREATMENT  OF  GASTROINTESTINAL  TRACT 

1 0278* 
HORMONE  METABOLISM 

00214   00215   03454*  03785 
08276    09166    10037*  10078* 
HORMONE  METABOLISM. LIVER 

05575    05594 
HYPERCALCEMI A 

00134*  02900   07292* 
HYPERCHLORHYDRI A 

08176* 
HYPERGLYCEMIA 

03050*  05352 
HYPERLIPEMIA 

05541*  07816   07856   08751 
HYPERPLASIA 

00412   00506*  00512 
01720   03049* 


03797* 
06510* 


00145* 
00166 


00146* 
0191  3* 


01040 
0  1919* 
03703* 
0O410* 
08192 


01  04  1 
01930 
03956 
0641 3* 
0906  1* 


05262*  08183* 
10290   10840 


08230*  08239* 


08216*  10119* 


00513   00514   00780   00825*  01523 


1327 


HYPERTENSION  0  I AGNCS I S .PORT AL 

00272»  00326   00738*  06978 

09615* 
HYPERTENSION  ET  I  OLCGY  ,  PORT  AL 

04258*  06133   08762* 
HYPERTENSION  IN  CH ILDREN . PORTAL 

04286   06105   06109   06117 

10632   10640 
HYPERTENSION  PATHOLOGY, PORTAL 

06075*  06198   10657 
HYPERTENSION  SUR GER Y . POR TAL 

01488*  06109   06126   06190* 

06205   07010 

08796   08807 


07479*  07639*  09201" 


06126   07010   10169   10ES4* 


I0S62*  10570* 
10772* 


07808*  07828* 
09123*  09615* 
10580*  10616 


06196 
0787S 
09644* 
10624 


0620  1 
07953* 
09781* 
10668 


06203  06204 

08754*  08759* 

09789  10S53* 

10726*  10755 


06062*  06198 


00417   07679 


03050* 
1 0273* 


03309 
I027S* 


BLEED 
05158* 


INC 

0554  0* 


04565*  05176 


07468   07812 


HYPERTENSION  T REATMENT. PORTAL 

02558*  03469   04257*  04258*  05270*  05273*  05274   05281 

05285   05286 
HYPERTHERMIA 

03585   04519 
HYPERTROPHY 

00207*  00413 
HYPOCHLORHYDRl A 

05501*  05929*  06626 
HYPOGLYCEMl A 

00145*  0165S*  01660*  02235 

05188   06615*  07312*  09070* 
HYPOTHALAMUS 

06517*  07973* 
HYPOTHERMIA 
SEE  ALSO   COOLING  TREATMENT  OF 

00029   01650*  02456   04667 

09631*  1009S   10237 
HYPOXIA 

00126   01835*  05158*  08246*  09026*  10006* 


ICTERUS 

SEE    JAUNDICE 
ILEITIS 

01675*  06785 
ILEITIS, REGIONAL 

01794   06e02 
ILEOCECAL  VALVE 
05638*  05909 
ILEOSTOMY 
00537 
08648* 
ILEUM 
SEE  ALSO 

08521*  091B5* 
ILEUS 
SEE  ALSO   LARGE  INTESTINE  OBSTRUCTION 
SHALL  INTESTINE  OBSTRUCTION 
00526   00531   00561 
02625   02972   03180 
04060 
05901 
06945 
09464 
10380 


07689   07700*  08608 


06607    07570   07704 


1033  7* 
08605* 


1C348 
09925* 


07667 


02347*  04917*  06741*  07194 
09585*  1034S*  10496   10504* 


0765S*  07788*  08126* 


SMALL 


INTESTINE 
10120*  10337* 


04447 
05902 
07688 
09575 
10381 


04459* 

06224 

08571 

09956* 

10384 


01636   09e03*  09824 


04458*  05333* 


SEE  ALSO 

00067*  00518 
02309  0231 1 
04038  04055 
05865*  05900 
06775  06780 
09458  09462 
10361  10376 
ILEUS, BILIARY 

00798   00801 
ILEUS.MECONIUM 

04015*  04017*  04033 
10  520 
IMMUNE  REACTICNS 
SEE  ALSO   MICROORGANISMS 

06799*  06800*  07838*  10057* 
IMMUNCGLOeiNS 

06258* 
IMMUNCGLOEULINS 
00552*  00928 
02633   02690 
05337*  05417* 
06974*  07193 
08635   08790 
10593   10693*  10695* 
IMMUNOLOGY 
SEE  ALSO   MICROORGANISMS 

184   01204*  01319   01320 
06956*  C7008   07585*  07647* 
08411   08938*  09364   09501 
10586*  10724   10739*  10812* 
IMMUNOLOGY  IN  ULCERATIVE  COLITIS 

06916* 
IMMUNOSUPPRESSION 

00S44  00698*  00733  00752 
07647*  07697*  08217*  08604 
10041*  10C69*  10334*  10362 
10715*  10724  10817*  10825 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 

03555   07964   09622   10143   10810* 


01574* 
03576 
0561  1 


01604*  01679* 
04607*  04970* 


05930*  06161* 
07478*  07714*  07923 
08870   09496   09497 


C0987* 

04027 

04938 

06239 

08584 

10332* 

10426* 

1C793 

06043 


01779 
C4976* 

06399* 

oaoi 2* 

C9498 


01 371* 

04033 

05329 

06762 

09435 

1 0334* 


02168 
04034 
05681 
06766 
09436 
I  0360 


06944   08672 


0?058» 

05001 

06609* 

08039 

09747 


02618* 
05146* 

06968* 
08598 
1 0068* 


01 177* 
06830 
06279 
10520 


01721 

05526* 

06659 

07707* 

07800 

08247* 

10387* 

1 0392* 

10417 

06309* 
08627* 
1051 1* 
10843 


06929* 
08936* 
10569* 


07088* 

09473 

10691* 


07547 

09654* 

10694* 


10273*  10274* 

01396*  01410 

04985  04997 

09495  10400* 


I NFECT I ONS, AEOOMEN 
SEE   PERITONITIS 

INF  I LT RAT  I  ON, CELLULAR 
10336* 

INFLAMMAT ION 

07863   08561  10336* 

INGUINAL  HERNIA 

06782   0766?  03937* 

INSTRUMENTS 

04705*  05289*  05290*  05312 

05627*  05638*  05644*  05684 

INSULIN 

00145*  00146*  00444*  00448* 

01651*  01909*  01935*  01959* 

02805   02814  02830   02850* 

03624*  03688  03739   04565* 

05095*  05554*  06407*  06689* 

07239*  07293*  07312*  07616* 
09924*  10098 

INTOLERANCE .MILK 
00552*  00558 
03193   04984 
06940   09492 

INTOLERANCE, SUGAR 

02329*  03188*  03190*  0320  1 

07150*  07483*  07531   07713* 

08631    08752*  08760*  09487 
10412*  10420 

INTRINSIC  FACTOR 

00950*  05453*  063  16   07236* 
09930*  10405* 

INTRINSIC  FACTOR  ANTIBODY 

00014*  03700*  08390*  10200* 

INTRINSIC  FACTOR, STOMACH 

00483   01925  02095*  02254* 

04601*  05501*  06524* 

INTUSSUSCEPTION 

00455*  00580  00587   0122  1 

02654   03053*  04035   04063 

05891   05906  06744*  06754 

08538   08546  06659*  09431* 

10241    10332*  10455 

ION  TRANSPORT 

00033*  00034*  00035*  00046* 

00059*  00061*  00063*  00064* 

00966   01013*  01014*  01047 

01857   02732*  02733*  02744* 

03627*  03628*  03629*  03632* 

03646*  03647*  03653   03658 

04211*  04212*  04484   04514 

04538*  04539*  04540*  04541* 

04592*  04669*  05434*  0543b* 

05450*  05451*  05456   05457 

05&33*  05935  06346*  06347* 

07290*  07360  07418   07455 

08226*  08387*  08480*  08940* 

09138*  09200*  09932*  09934* 

IRON  A8SCPPTI0N 

00036*  00085  00630*  00960 

01835*  02290*  03622*  03630* 

05435*  05436*  05591   05771* 

06739*  07246*  08293*  08413 

IRON  DEFICIENCY 

01552   01833*  07246*  09936* 

IRON  DEFICIENCY  ANEMIA 

05771*  06669  08988*  09493 

IRON  METABOLISM 

00036*  00037*  02684   02901 

06073*  06162*  06359   06739* 

IRON  METABOL ISM,L I VER 

00651*  00657*  00740*  01201* 

06072*  06073*  06194*  06329 

07435   07481*  07836*  08812 
10726* 

IRON  STORAGE  DISEASES 
05215* 

IRON, SERUM 

03475        06663  07073 

IRRITABLE    COLON 
00571*     00624 


OSSOO*  05503*  0=>622*  05626* 

05719  05961*  10145  10578* 

00449*  004=0*  00668  01334* 

02097*  02120  02560*  02798* 

02902  01^908*  03120*  03121* 

04628*  046J1*  04649*  04773* 

06701*  07033  07  089*  07104* 

08165*  08213*  09133*  09633* 

10326  10731* 

01661*  02326*  02327*  02337 

05004  05921*  05923*  05928* 

10409*  10412*  10425  1085  3 

04675*  06812*  0681S*  06818* 

06614*  08615*  0661B*  08622* 

09491  09494  09499  0938  1 


07586*     08125*    0ol62*     0984  5* 

10220 

02255*  02791*  03604*  0460  0* 


01222  01375  OZ 1 23  02124 

04142  04923  05061  05680 

06904  07734  08461  08524* 

09434  09461  09462  09469 


00051* 

00077 

01048 

02750 

0  363  6* 

03659 

04531* 

04543* 

05439* 

05463 

06353* 

081 14* 

09029* 

09971* 


00052* 
00066 
01 076* 
02795* 
0363  7* 
0366  0 
04532* 
04  55  1 
0544  0* 
05480 
0681 7* 
08126* 
09035 
10015* 


00053* 

00953* 

01 647* 

0^:796* 

03638* 

03794* 

04533* 

04552 

05442* 

05495* 

07241* 

081 60* 

0^062* 

1  01  26* 


00055* 
0096  1 
01  85  4 
03265* 
0364  1* 
03902* 
04537* 
0455  6 
0544  7* 
05568 
07256 
C8  16  6* 
09084 


01219  01832*  01633*  01834* 

03633*  03634*  04403  04536* 

05937  06351*  06356  06359 

09693  09935*  09938* 


10198*  10642 

04012  C4988  05215*  05855 

07869  09036 

01552  04391*  05215*  0559  1 

06444*  06490  06539*  07100 

10070*  10083  10575*  10677 


00864 

09536  10431*     10462 
ISCHEMIA 

00092*  00683 

02445*  02622 

04308  04465 

06747  06789 

08551  08571 

09523*  09562 
10492 


02668 
10474 


03244 
10498 


05006*    07777        08557 


01432 
02707* 


00685 
02647 

04649*  04940 

06835*  06970* 

08657*  09116* 

09586*  09923* 


01678*    02317 

0  37  56*     04  04  6 

05023*    05309  05907 

07654*    07773  07850 

09186*     09426*  09429*     09467 

10006*     10344*  10386        10463 


023S4*     02444* 
04  106*     0412  3* 
05992 
08  52  2* 


JAUNDICE 

00659*  00682  00791  00794 

01536  01554  01562  01563 

02478  02489  02495*  02537 

03S98  04261*  04291  04314 

05636  06118  0612S  07024 


00605  01068*  01533  01534 

02434*  02436*  02447*  02449* 

02591  03370  03372  03433 

04318  05122*  05197  05254* 

07120  07506  07510  07871 


06902   09teS   C97";7*  09694*  I  0e95*  10e9£» 


06977 
10134* 


JAUNDICE 
CONTINUED 

07961    08640 
10773* 
JAUNDICE  DIAGNOSIS 

00325   006E3*  03462*  03830*  04694* 
0517S   06526*  06535*  06976 
07967   08773   06859   09593 
JAUNDICE  DIAGNOSIS. RADIOLOGY  IN 

06551    10669 
JAUNDICE  EPIDEMIOLOGY 

07846* 
JAUNDICE  ETIOLOGY 

00695*  01640   01642 
06151   09612   09712* 
JAUNDICE  IN  CHILDREN 

05315   06137   07021 
JAUNDICE  CeSTRUCTIVE 

02441  * 
JAUNDICE  PATHCLOGY 

05307 
JAUNDICE  SYNCPOMES 

09773 
JAUNDICE  TREATMENT 

05291*  06061*  06137 
JAUNDICE .ElOCHEMICAL  DIAGNOSIS  OF 

10144 
JAUNDICE. CIRCULATION  IN 

06964* 
JAUNDICE. DISEASES  ASSOCIATED  1«ITH 

01625* 
JAUNDICE. NEONATAL 

00693   01069*  02845*  06968*  06975* 
07846*  07853   08760*  08780   08781 
09802*  10623 
JAUNDICE. DESTRUCTIVE 

00325   00335   00524 
01624*  01625*  01639 
02851*  03351*  03489*  04263*  04317 
04604*  05101   05271*  05315   05651* 
06233   06964*  06977   07050*  07827* 
08905   09793*  09821    10614   10777 
JAUNDICE. SERUM  BILE  PIGMENTS  IN 

00274*  02845*  02851*  04419*  05E46* 
JEJUNUM 
SEE  ALSC   REGIONAL  ENTERITIS 
SEE  ALSC    SMALL  INTESTINE 

06349*  06509*  06654   06665   06750 
09446   09465   10366 


C4703*  04706    04712 
07488*  07822*  07963 


04290   05175   05209*  061 08   06138 


10559* 


06964*  07021    10559* 


07001   07488*  07844* 
09204*  09636   09712* 


LARGE  INTESTINE 
CONTINUED 
02382 
LARGE  INTESTINE  ABSCESSES 

07751 
LARGE  INTESTINE  ABSORPTION 

C0062*  00069   00086   00953*  00954* 
03632*  03641*  04543*  04551 
06347*  06353*  06365   07262 
09023*  09029*  09035   09921*  09924* 
LARGE  INTESTINE  ANGIOGRAPHY 

00617   05687   06875   08664   10445 
LARGE  INTESTINE  ANOMALIES 

01420*  02368   03235   03275   03467 
05044   05051   05065 
06005   06016   06898 
10497 
LARGE  INTESTINE  ATRESIA 

02938   05642*  09450 
LARGE  INTESTINE  BIOCHEMISTRY 

01428   01429   02713*  02895* 
LARGE  INTESTINE  BIOPSY 

02352*  02359*  02399*  07500 
LARGE  INTESTINE  BLEEDING 

05962   05965   05970 

LARGE  INTESTINE  CANCER 

02680   02687*  02945 

03221*  03234   03236 

03274   03283 


00707*  00768* 
01641   01798 


01262  01635  01614 

02303  02583  02599 

04419*  04448  04456* 

06061*  06069*  06123 

07979*  07984*  08303 


06964*  08758* 


C6770   07232   09185* 


KERNICTERUS 

01553 

10617 

KIDNEY 

00216 

00563 

00670 

00749 

0  1474 

01494* 

01515 

01625* 

01626* 

01791 

02101* 

02149 

02164 

02342 

03709* 

03740* 

04314 

04322 

04384 

04407* 

0455V 

C4S98* 

05155* 

C5160 

05167 

05221* 

05265* 

05292* 

05393 

05506* 

05553* 

05563 

05665 

05740 

05927* 

06032* 

06123 

06193* 

06260* 

06358 

06778 

06951* 

07835* 

07883 

07884 

07926 

07955* 

07996 

08014* 

08183* 

08519* 

08628 

08785 

08906 

09627 

09659 

09696 

10031* 

10209 

10515 

10554* 

10641 

10644 

10655 

10694* 

10722 

10733* 

1074  0 

10748 

10749 

10817* 

10825 

10843 

KININS 

SEE  ALSO 

BRAOYKININ 

06340 

06617* 

09958* 

KWASHIORKOR 

01657* 

01767 

02331* 

02669 

04998 

05938 

05946* 

06816* 

08042 

08953 

10853 

LACTASE 

08614*  10399* 
LACTASE  DEFICIENCY 

00556   00557   01411 
06536*  07685 
09199*  09480* 
10853 


06253 
08674 
10  503 
LACTOSE 
01410 
04099 


01667*  02100*  02327*  04971*  04973* 
08526*  08615*  08618*  08622*  08642 
09483*  10398*  10400*  10407*  10409* 


02069   02337   03190*  0319? 
04675*  08614*  09495 
LACTOSE  ABSORPTION 

00231*  04078*  04092   04675*  04984 
05004   05921*  05923*  05928*  05940 
10398*  10407*  10503* 
LARGE  INTESTINE 
SEE  ALSO   CECUM 
SEE  ALSC   COLITIS 
SEE  ALSO   DIARRHEA 
SEE  ALSO   DYSENTERY 
SEE  ALSC   ENTEROCOLITIS 
SEE  ALSO   ILEOCECAL  VALVE 
SEE  ALSC   ILEUS 
SEE  ALSO   INTUSSUSCEPTION 
SEE  ALSO   SIGMOID 


03194   04092   04095 


04985   04997 
06261*  06815" 


04558 
081 15* 


05642*     05089 
077J1        0b710 


02396*    02742*     0275  1 
0546  1        06185*     06186* 
08124*    0C133        0902  1* 


04064  04198  05042 
05973  05977  06979 
09524*    U9538        09565 


04998 

09480* 


08706   09235   09556 


03209*  03211* 
03253   03259 
03273   03274   03283   03285*  03545* 
03960   04110*  04116*  04117*  04118* 
04149   04151   04154 


04121*  04127 

04163  04165 

04183  04184 

04205*  04213 

05014*  05015' 

05046  05047 


04166   04168   04169 
04185   04186   04187 
04216   05007*  05008* 
05017*  05024   05034 
05059   0S060   05064 
05643*  05947*  05948*  05954*  05955* 
05986   05994   05996   05997   06009 
06909   07726*  07745   07757   07770 
08691   08692   09322   09532   09572 
10479    10486 
LARGE  INTESTINE  C ARC  I NCGENES I S 

03209*  03215*  04159   04162 
LARGE  INTESTINE  CHEMICAL  COMPOSITION 

02895* 
LARGE  INTESTINE  CIRCULATION 

00116   00240*  01183   03822   04177 
07659   07765   09037*  09041   09190* 
LARGE  INTESTINE  CYSTS 

00586   03260   0-'78  0   08653*  09566 
LARGE  INTESTINE  DEVELOPMENT 

09007 
LARGE  INTESTINE  DIAGNOSIS 

00265*  00316   00317   00357   00624 
01453   02099*  02128 
02359*  02397*  02923 
03205*  03226*  03244 
03848   04165   04175 
05049   05063   05071   05084 
05685   05686   0696  1   05969 
06002   06530*  06801*  06873 
08712   08713   08720   09511*  10387* 
LARGE  INTESTINE  DISEASE  EPIDEMIOLOGY 
08603*  06605*  08656*  09554   0^581 
LARGE  INTESTINE  DISEASE  ETIOLOGY 

00671*  00588   01415*  01*22*  02358* 
LARGE  INTESTINE  DISEASES 

OOfcOO   00602   00603   02698 
04177   04967*  05029 
05946*  05952*  05956*  05966 
05980   0598  1   06992   05999 
06869 
07766 
09581 


03214* 

03267 

03548* 

04118* 

04155 

04  172 

04190 

05008* 

05036 

05U71 

05973 

0602  3* 

08  58  6 

09579 


0  3  215* 

03271 

03847 

041 19* 

04158 

041  76 

04196 

05012* 

05037 

05077 

05984 

0O834* 

08652* 

09581 


03216* 
03272 
0392  8 
04  12  0* 
04  15  9 
04179 
04199 
0501 3* 
05038 
05088 
06985 
06  86  7 
0666  5 
1  0458 


06353*  06517*  07654* 


02129  02130 
02934  02938 
03286*  03298 
04200  04215 
05088 
05979 
06906 


031  61 

0  6040 


01  227 

02131 

02945 

03834* 

05009* 

0564  2* 

05981 

07156* 

10450 


01229 

02132 

02946 

03846 

05027 

05644* 

05982 

07482* 

1  0468 


01452 
02364* 
02966 
0384  7 
05036 
0668  4 
0599  1 
0866  3* 


09526*  10388*  10431* 


06855 
07783 
09573 


07151*  07663 
08551  08555 
10455   10470 


04168 
05078 
06975 
06767 
07782 
08717 
1  0865 
LARGE  INTESTINE  DIVERTICULA 

00570*  00571*  00590   00592   01448 
03252   03263   03265   03680*  04116* 
04167   05021*  05067   05072   0596  1 
06864   06866   06876   06906   07736 
08646*  08693   09611*  09517*  09520* 

10469   10475   10498 
LARGE  INTESTINE  DIVERTICULITIS 

00591   01445   01446   03212*  03224* 

04170   04466*  04459*  05019*  05022* 

10438*  1 0460 
LARGE  INTESTINE  ENDOSCOPY 

00315   00316   00317   06530*  07738 

09198*  09513*  09656 
LARGE  INTESTINE  ENZYMES 

02399*  06311*  06512*  08108   09906 
LARGE  INTESTINE  FISTULAS 

03230   03543   03946   03946   04172 

06006   06685   06886   06887   08654* 

09SU*     10436* 


03258 
05048 
0596  9 
06001 
07685 
08558 
1049  0 


04136 
05055 
05972 
06002 
07748 
08574 


04138 
05076 
05974 
0600  8 
07779 
0866  3 


10804*     10860* 


02355*  03206*  03210* 

04144  04146  04147 

05963  05967  0684  1* 

07737  07781  08644* 

09564  09577  10431* 


03251       03284       04  125* 
08650*    08670        08694 


07749       07760       07763 


04181       05115       05971 
08665       08700        09395 


023'; 


C50A£   05081 

03946* 

0-^953 

0777€    06673 

C8714 

C9=:l  0 

INJUB lES 

05964    07724* 

03715 

10143 

>'ETABOL  ISM 

LARGE   INTESTINE  HISTOLOGY 

00566*  00905*  C1805*  OieO^* 
C3300    07212    C721E    C9959* 

LARGE   INTESTINE  IWMUNOLCC-Y 

01456*  01457*  0145?*  02350* 
1 0106* 

LARGE   INTESTINE   IN  CHILDREN 

00574*  02357*  02359*  03223* 
04143   05024 
06544    07191 

LARGE   INTESTINE 
05083   C5960 

LARGE   INTESTINE 

02751    03795*  C4162    05613 

LARGE   INTESTINE  M ICROORG AN  I SWS 

00594    00595    01415*  02062*  02352* 
03222*  C33C0   04106*  04134   04148 
05614    05943*  05971    06007    OeE14* 
08986*  09182*  10115*  10125 

LARGE   INTESTINE  MORPHOLOGY 

00420    00594    00595    00928 

04511    04523    05013*  05415*  05416* 

LARGE   INTESTINE  MOTILITY 

00097*  00098*  00115    00116 
01002   01003   01004   01005 

02354*  02357*  02761* 
04107*  04113*  04560* 
05477   05478   05481 
06376*  06393 
09037*  0904  1 
09955*  09956* 


01fC7t  G2398*  03214*  03294 


*  03.'22*  03807 


03227*  03228*  03266 
!78    OoOOO 
C951 0*   10115*  1 C464 


105531 


01818 


00569* 
01006 


06394 
09044 


01428    01429 
0501 3*  0651 1 » 


01873*  01888 

03680*  03689 

05475    05476 

05967    05988 

07269*  07757 

09943*  09945 
LARGE  INTESTINE  MUCOSA 

C0420    00888    00892 

02895*  03214*  03272 
LARGE  INTESTINE  NECROSIS 

02387   02388   04056   04201 
LARGE  INTESTINE  NEOPLASMS 

00009*  01381    01430   02129 

04191    04202    04511    069C8 

09519*  0952C*  09548   09577 
LARGE   INTESTINE  NECPL ASMS . EEN I GN 

00576*  05032    05058    06000    07723* 

10476 
LARGE  INTESTINE  NEOPL ASMS • M AL I GN ANT 

00265*  00567*  00578    00581    00582 

01416*  01423    01424 

01432   01433   01434 

02344*  02345*  02346*  02348 

02360  02361  02369 
02379 
06871 


02365   02607*  02614* 
05020*  05084    05613 
07466    08285*  08578 


02713*  02714*  02729 

05428  09903 

00570*  00992*  01001 

01860*  01868*  01869* 

03672*  03678*  03679* 

04585  04588  05052 

05483  05688  05957* 

07264*  07266*  07267* 

09045  09924*  09942* 


02350*  02351*  02362 


05041    07754    06038 


02362 
07729* 
1  CP70 


02372    04145    04178 
07776    08712    08718 


08708    09528*  10457 


02376 
06848 
07781 
06696 
09561 


02378 
06863 


01425 

0  1426 

01435 

01436 

02348* 

02349* 

02370 

02371 

02389 

02398* 

07736 

07743 

01431 
01678* 


06846 
07769 


07787*  07834*  08650*  08651* 


08700 


09508*  09516* 


04200 
05894 
07665 


01  447 
04913* 
05983 
07764 


06705 
09566*  10427*  10438*  10447 
LARGE  INTESTINE  NECPL ASMS , V  ILL CUS 

06838*  07774    08708    09547 
LARGE   INTESTINE  OBSTRUCTION 

00503*  01228  01432  0  1440 
03207*  03226*  04133 
05061  05069  05081 
06882  06905  07191 
08692  09427*  09436 
10340*  10341*  10472 
LARGE   INTESTINE  PATHOLOGY 

00357   00596   02356*  02382 
07500   08674   09581    10434*  10474 
LARGE  INTESTINE  PERFORATION 

00591    00598   00891*  02403*  03207* 
05011*  05026 
07747 


09519*  09537 


C0583  006C7 

01427  01429 

01439  01440 

02350*  02351*  02352* 

02373  02374   02375 

06836*  06844 

07753  07756 

08658*  08661*  08675 

09518*  09523*  09528* 

10448  10473 


02287*  03180  03205* 

05027  05037  05C59 

06542  06544  06872 

07795*  08650*  08683 

09575  09943*  09956* 


03214*  03215*  05010*  06632* 


04  187 
06861 
0871  1 
10488 


05075 
07755 


05959* 
08645* 


08987*  09302*  09530 


02356* 
03267 


07736 
08981 
10506 
LARGE  INTESTINE  POLYPS 

00574*  00575*  00576*  00607 

03216*  03223*'  03257  03266 

05008*  05008*  05009*  05014*  05015* 

05033   05054   05066  05953*  05987 

07749   07760   08691  09292*  09513* 
10457    10459 
LARGE   INTESTINE  RADIOLOGY 

00318   00319   00567*  01226 

02129  02130 

03226*  03255 

05036  05063 

06837*  06838*  06857 

06880  06908   06909 

08644*  08659*  08710 

09523*  09576  10146   10340* 
10500*  10502* 


04114*  04147  04176 

06835*  06849  06861 

08688  08692  08703 

09544  10426*  10436* 


03206*  03214*  03215* 

04119*  04173  04217 

05017*  05030  05031 

06000  06897  06908 

09535  09556  10429* 


01452   02128 

02934   02945 

04167    05034 

06833*  06835: 

06878   06879 

07748   07780 

09521 

10492 
LARGE  INTESTINE  REGENERATION 

05013*  05612 
LARGE  INTESTINE  SECRETION 

02351*  06515   07459   10106* 


01227 
02131 

03261 
05685 


01230 
02133 
03863 


01228 
02132 
03303 
05999 
06864 
0691  2 
0871  1 
10341*  10449 


01231 
02923 
04 102* 


06376*  06564 

06876  06677 

06913  07494 

08722*  09520* 


05060 
05967 
06477 
06862 


00597 
0164  7* 


05012* 

050O2 

05945* 

05994 

06774 

06867 


04151   05006* 
05991   05997 
09526*  09566 


LARGE  INTESTINE  STRICTURE 

02395    04128    04170   05069 
09520*   1 0468 

LARGE  INTESTINE  SURGERY 
00572*  00574*  00583 
0  1440    0 1441    01447 
02349*  02353*  02355*  02359* 
02361    02363   02400*  02401* 
03207*  03208*  03210*  03211* 
03225*  03232   03234   03241 
03254    03256    03274    03279 
04040    04103*  04110*  04122* 
04158    04150    04174   04183 
04206*  04209*  04913 
05022*  05045   05047 
05081    05944^ 
05975    05991 
06737*  06742 
06665   06866 
07700*  07724*  07725*  07726* 
07776    07778    08054   08573 
08656*  08661*  08669   08685 
08701    08723*  09508*  09509* 
09517*  09519*  09522*  09525* 
09574    09585*  10116*  10428* 
10444    10450    10460    10462 

LARGE  INTESTINE  TRAUMA 

03232   05960   05964   05965 

LARGE  INTESTINE  TREATMENT 
03250    04132 
05956*  05983 
09427*  09449 

LARGE  INTESTINE  TUMOR S .BEN  I  GN 
05993 

LARGE  INTESTINE  ULCERS 
00606   04141   05010* 

LARGE  INTESTINE  ULTRASTRUCTURE 
03271  03608*  03620  05020* 
07210*  07212   08662   09897 

LARGE  INTESTINE  VOLVULUS 

00601   02394   03213+  04126 
07661   08682   08684   08719 

LARGE  INTESTINE. DISEASES  ASSOC 
00599   01430   01448   01675* 

LARGE  INTESTINE. DRUG  EFFECTS  Qi 
00531  02385  03262  03608* 
05949*  C5970    10446    10491 

LARGE  INTEST INE.DRUG  TREATMENT 
02348*  02356*  03286*  04124* 
05956*  05976   05989   05990 
06030   08666   09582*  09583* 

LARGE  INTESTINE .FOREIGN  BODIES 
02367   07755 

LARGE  INTESTINE .HORMONAL  CONTR 
00069   04107* 

LARGE  INTESTINE.NERVOUS  CONTRtj 
02357*  02358*  02386    03795* 

LARGE   INTESTINE. TOX IC  EFFECTS 
00568*  02405*  02407   05949* 

LAXATI VES 
00879 
06003 

LEAD 

05430 

LEIOMYOMA 

00391*  00402 
02227  02304 
09248   09315 

LEIOMYOSARCOMA 
07681    06570 

LEPROSY 
03396 

LEPTOSPIROSIS 
02489 

LEUCINE  AMINOPEPT IDASE 
071 48* 

LEUKEMIA 
03887 
10691* 

L  IPASE 

01936*     06424*     06425*     07304* 
10079 

LIPASE     SECRETION. PANCREAS 

00179*     00188        02815*    03734* 
05537        08203*     09089*    09618* 

LIPASE     SECRETION. STOMACH 
01036*     01347* 

LIPID     ABSORPTION 

00946*     00956*     01840*     01853 
03661         03662         04080*     04101 
07242*     07309*     07718        08119* 
09362        09370        10133* 

LIPID    DIGESTION 

04093         05617        07304*     07309* 


05868         06899        08654*      05707 


0  14  16* 

02345* 

02371 

02402* 

0  32  12* 

03242 

03268* 

04125* 

041  d4 

0501 2* 

05064 

05950* 

060  10 

06798* 

06880 

07727* 

0BO02* 

08686 

09510* 

09528* 

10430* 

10466 

06865 


0141 7* 

02346* 

02377 

02403* 

03213* 

03251 

03292 

04138 

04185 

05016* 

050O5 

05951* 

0601  1 

06806 

06887 

07729* 

06650* 

06693 

0951 1* 

09  54  3 
10432* 

10  467 


05009*     05055 
06799*     06800* 
10431*     10454 


014  18* 

02347* 

02  3  79 

02966 

03220* 

03252 

03297 

041  49 

041  85 

05018* 

05067 

05960 

06392 

06841* 

0  7  675 

07740 

08653* 

08694 

09512* 

09551 

1 04  36* 

10482 


05083 
06905 
1  0459 


014  19* 

C2  34  8* 

02380 

03205* 

03224* 

03253 

0401 6* 

04157 

04190 

0502  1* 

05075 

05965 

0643  1 

06859 

0769  8* 

07762 

08654* 

08698 

0951 5* 

09  56  3 

10438* 

10484 


0595  2* 
0779  0* 
10  467 


05416*     05431        05956*     06311* 


04194    05023* 
09539   09553 
ATED  KITH 
01685*  02384 


06012 
09555 


02393 
J 
03678*  04123*  04147 


0683  7* 
0956Z 


1  039  3* 
05478 


01749   02505 
07  04  1*  07183 


03262 
08061 


07863    08130* 


00520 
03575 
1  0176 


00521 
06574 
1021  6 


04209*  05006* 
05995   06003 
09956*  10470 


L  OF 
04109*  05685 


05970   05990 


05212*  05353 
10  4  4  6   1 0  49 1 


01285   01286 
06643   08359 


05020* 
06014 


08095 
10430* 


05990 
I  0844 


01312 
08414 


05053 
0602  1* 


09044 
10445 
05995 


02226 
08459 


08768*    08914        09300*    09457        10216 


06622        07176       08636        08790        08673        08948 


07309*     08935*     09087*     0919  7* 


03736*     03737* 
09999* 


02747*     03601* 
04535*     04554 
08521*     08621* 


04616*  05527* 


03654 
05413* 
090  24* 


03655 
0634  1* 
09025* 


07706*  07788* 


m 


LIPID  METABOLISM 

01036*  011^1  0ie53 

03830*  05SeO  05585 

07209*  07372  07380 

08105  08251*  08273 

LIPID  MFTAeOLISM.L IVER 

00210  00212  00213 

01152  01153  011S2 

02036  02425*  02435* 

02856*  02868  02876 

03775  03787  C37<30 

06327  06433*  06434* 

06500  06501  06502 

07328*  07337*  07346*  07378 

07422  07423  07424   07427 


02063  02064  02428* 

06064*  06423*  06424* 

07421  07424  07453* 

090C6  09C31 


02838*  03812 

06425*  07204* 

07465  07718 

09105*  09114*  09410 


01  130 
01525 
02469 
02877 


01131  01 132 

01957*  01996 

02482  02849* 

03340*  03352* 

04263*  04660  04664 

06445*  06458*  06459* 

06505   07032  07042* 
07394 
07429 


01133  01140 

01998  01999 

02851*  02852* 

03489*  03758* 

05541*  06195* 


LIVER  CANCER 

02433*  02452 

02462   02463 

03339 

03379 

03P40 

04319 

05174 


08127*  08226*  06227*  08234*  08239* 
10028*  10044*  10055*  10092    10767* 
IPID  METABOLI SM, SHALL  INTtST 


07406 
07432 
08277 


06473 
07137 
07417 
0784H 
09158 


06476 

07327* 

07420 

07971* 

09162 


00015*  02735* 
04  08  2*  04094 


03791* 
C4960 


03793*  03798*  03799*  03805    03812 


07009    07711*  07874    08046    09651* 


1 0560* 


06625    06850    10176    10429* 


01994 
09710* 


SEE 
SEE 
SEE 


AMEBIASIS 

BILF 

BILIARY  TRACT 

ELOCD  CCAGULATICN 

CHOLESTASI S 

C IRRHOSIS 

FOLIC  ACID 

GLYCOGEN  STORAGE  DISEASE 

HEMOS IDEROSIS 

HEPATITIS 

PARASITES  AND  PARASITIC  DISEASES 

PORPHYP I  A 

SCHISTOSOMI ASI S 

SULFCBROMOPHTHALEIN 

VITAMINS 

06326 


02567 
10128 


03402 
10289 

C2694 
061  19 
08784 


02696 


C8809 


LIP  IDCSIS 
06839* 
LI  PIDS 

01413 
LIPIDS. PLASMA 

00314    09114*  09710*   100 
LI  POM  A 

00398    06623 
LIPOPROTE INS 

00210   01204* 
08082*  08926 
LIVER 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
SEE  ALSC 
SEE  ALSC 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
SEE  ALSO 
SEE  ALSC 
ALSC 
ALSO 
ALSO 
01828 
09878 
LIVER  ABSCESSES 
02689   02692 
O5203   05206 
06286    06967* 
10656 
LIVER  ABSCRPTION 
02746*  03630* 
05455   05459 
LIVER  AMINO  ACID  METABOLISM 
01081*  01097   01098   02021 
06498    07330*  07344*  07369 
10019*   10046*  10047*  10080 
LIVER  AMMONIA  EXCRETION 

00220    00669    02444*  05147* 
09661    10553*  10701 
LIVER  ANGIOGRAPHY 

00356    02105*  02146 
02952   03375   03376 
06085   06086 
07825*  07899* 
09647*  09656* 
10650    10726* 
LIVER  ANOMALIES 
O0323    01500 
07007 
LIVER  BIOCHEMISTRY 

00977    01079*  01083* 
01620   01608*  01822 
02024   02028 
03346*  03352* 
06539*  07223 
07396   07401 
07436    07437 
10023*  10068* 
LIVER  BIOPSY 

00273*  00275*  00321 
01233  01234  01235 
02107*  02138 
03434  03857 
06538*  06984 
08770  08821 
10136*  10140 
LIVER  CALCULI 

10770*  10771 


01995    06345*  06459* 


1  0476 

07328*  07413 


07C12    07703    09592    09683 


03639* 
05460 


03644* 
05568 


03375 
061  31 
09884 


03647* 
08234* 


038271 
06132 
09885 


03659 
08274 


04264*  04285 
06142  06245 
10645    10654 


04554 
09723 


02022 
07837* 


03759* 
08257 


05544*  06332 
09157    09160 


05282    07329*  07847*  08225* 


06529* 
07900* 
09657* 


02150 

03477 

06979 
08830*  08985*  09193 
09670    09907    10135 


02147 
03381 
06978 


0291  5* 
05144* 
C698  3 


02932  02951 

05696  06083 

07127  07521 

09196  09638* 

10577*  10607 


03958    C4420*  05726    06082    06093    06227 


01 1  IS  01  118 

01824  01988 

02437*  02710*  02722 

04524   04529  05403* 

07356  07359 

07405  074C8 

07439  08102 
10628 


07235 
07404 
07438 
1  0084 


01  561 
01989 
C2870 
0542  1 
07366 
07409 
Oe223: 


01  564 
02016 
02880 
05570 
07395 
07410 
08256 


01601* 

02019 

02882 

06076* 

07397 

07433 

08272 


02139 
04717 
06990 
09221 
10565* 

10773* 


00760* 
01  249 
02479 


00764* 

01529 

02569 


05142*  05191 

07020  07489* 

09655*  09663 

10566*  10568* 


00835 
01530 
02930 
05252 
07860 
09692 
10575* 


01200*  01201* 

01605*  01973* 

02971  02984 

05711  06223* 

07912*  08317 

09708  09785 
10579*   10596 


02455   02456   02458 
02464   02466   02467 
03343*  03344*  03359   03366 
03382    03387   03388   03391 
04270*  04271*  04273*  04274* 
04321    04702*  04720   05148* 
05190   05193   05196   05202 
__64a*  05654*  05656*  05696   05703 
06066*  06071*  06073*  06080   06081 
06087   06097   06102   06112   06115 
06138    06199   06540*  06560   06763 
07157   07834*  07849   08651*  06875 
09703   10226   10427*  10564*  10565* 
10643    10661    10813* 
LIVER  CARBCHYORATE  METABOLISM 
01134   02002   02003   02476 
04660    06439*  06466*  06481 
07826*  08252   08254   08265 
09155   09233   10301 
LIVER  CARCINOGENESIS 

02457   02461   02492*  02883 
04295   04300   04336   07897* 
LIVFR  CHEMICAL  COMPOSITION 

01828    01829    06435*  06441* 
07826*  08224*  08267   09146 
LIVER  CHOLESTEROL  METABOLISM 

00708*  01072*  02033  02425* 
04639*  05157*  05288*  05548* 
06475  07311*  07342*  0735  1* 
09143  09148  09912*  10020* 
LIVER  CIRCULATION 

00205*  0C206*  00214   00220 
00250   00324   00669   00681 
00751    00772*  00910*  00930 
01242    01243    01485*  01492* 
02091    02105*  02429*  02436* 
02951    02952    02953    02955 
03367    03368    03369   03376 
03474    03477    03596*  03756* 
03824   03926   04268*  04278* 
04320   04388*  04392*  04396 


02459 

02486 

03370 

03394 

04277* 

05157* 

05205 

05704 

06084 

06118 

06996 

09655* 

10574* 


02460 
02883 
0J3  74 
03473 
04297 
05163 
05257 
05706 
06085 
06127 
070  05 
09667 
10623 


02649*  02857*  02943 
06488    06503   07341* 
08280    08262   08760* 


02461 

02919* 

0337  7 

03482 

0430  1 

05172 

05593 

0606  3* 

06086 

06128 

0702  3 

09695 

10626 


0  4  50  6* 

07387 

09125* 


03379   03408*  03745* 
078ya*  07906   10048* 


06961*  07225 
09151 


07362   07389 


02636*  02849*  04278* 

05550*  06064*  06437* 

07430  08240*  08885* 

10045*  10060*  10093 


04649*  04687 


05161 

05324 
06026 


05163 
05327 
06062 


06187*  06319 
06982  06991 
07960 


04688 

05199 

05576 

06065 

06336 

07043*  07143 

08235*  08759* 
09187*  09193   09194 
09907   10018*  10026* 


05144* 
05264* 
05622* 
06066* 
06340 


07890 

09144 

09702 

LIVER  COMA 

01506    01556*  02434*  03342* 
04272*  04276*  05147*  05151* 
05227*  05237   06060*  06077 
06183    06186*  06969*  06999 
09646*  09665   09746   10426* 
10628   10652   10716* 
LIVER  COPPER  METABOLISM 

00934    01199*  04262*  05178 
09012    09790 
LIVER  CYSTS 

00358   00690 
03375 


00238* 

00682 

01  171* 

01961* 

02437* 

02982 

03380 

03762* 

04303 

04398 

05145* 

032  67* 

05629 

06075* 

0651 6* 

07329* 

08829* 

09196 

10678 


00239* 

00683 

01 174* 

01970* 

02562* 

02985 

03383 

0381 7* 

04306 

04420* 

05148* 

05270* 

05649* 

06077 

06518* 

0782  0* 

0900 1* 

09647* 


00243 

00684 

01  180 

02082* 

02853* 

02986 

03395 

03819 

04308 

04554 

051 49* 

05273* 

05697 

06096 

06520 

07850 

0901  1 

09653* 


0463  8* 
0647  0 
09120* 


00249 
00686 
0118  1 
02090 
0291  5* 
03357 
03468 
03823 
0431  0 

04  64  2* 

05  156* 
05274 
05698 
0610  1 
0695  9* 
07852 
09 1 19* 
0970  1 


03362  03363  03385  03486 

05169  05170  05171  05192 

06088  06121  06129  06160* 

07840*  08250*  08799  09640* 

10582*  10588*  10589*  10591* 


06113         06194*     07025         07039* 


02932 

05155*     05186 


0  0691 

03378 

061  1  1 

08985*     09681 


01269 
04279 
06120 
09694 


08074 

10771* 
LIVER  CYTOLOGY 

02454    02465    02731 

05431    05568    05703 
LIVER  DEVELOPMENT 

02712*  02726   02863*  04512 

05564    05566    05567   06137 

09156    09892*  10032* 
LIVER  DIAGNOSIS 

00270*  00272*  00273*  00275* 

00328   00356   00358   00359 

01235   01236   01237 

01246    01489*  01536 

02139    02140    02141 

02148    02149 

02976    02984 

03837    03840 

04720    0472 


01270 
04284 
06128 
097O7 


01501  01799 

04294  04296 

06958*  06962* 

10607  10620 


02700 
04316 
07897* 
10  638 


03357 
06076 


01238 
01555* 
02142 
02155 


04266*  04529   04545* 


04636*  04648*  04666 
06469    06486   06962* 


02150 

03344*  03400 

03859  03862 

05173  05184 


05649*  05652*  05654*  05655* 


05698 
05709 
07000 
07504 
07888 


05699 
0571  1 
07002 
07506 
07949 


09647*  09673 


05701  05702 

06063*  06070* 

07096  07108* 

07508  07516 

08292*  08318 

09776*  10076* 


00321 

00657* 

01239 

01606* 

02143 

02919* 

03401 

04266* 

05200 

05656* 

05703 

06083 

07479* 

07523 

08756* 

10557* 


00322 

01200* 

01240 

01973* 

02144 

02930 

03827* 

04282 

05202 

05658* 

05704 

061  14 

07481* 

07529 

06765* 

10606 


00324 

01233 

01244 

02107* 

02146 

02947 

03831* 

04386* 

05557* 

05696 

05705 

06532* 

07484* 

07834* 

09206* 

1  0665 


0541  8 
08270 


00327 

01234 

01245 

02138 

0214  7 

02959 

03833* 

04  69  8* 

05648* 

05697 

05706 

06539* 

0749  1* 

07848 

09233 


IVER  DISEASE  COMPLICATIONS 

02442*  02470    02488   02554* 
05167    05192    06111 


02563*  02564*  02914*  05154* 


m^\<0:> 


LIVEB  DISEASE  CIAGNOSIS 
SEE  ALSO   LIVER  FUNCTION  TESTS 

01199*  01201*  01516   01E17   01528 

02459    02470    02479    02487    02 5 04 

03456*  03826*  03844   04259*  04373 

04702*  04703*  04704*  04708    04710 

05200    05553*  05647*  05648*  05652* 

06141    06162*  06182    06200 
LIVER  DISEASE  EPIDEMIOLOGY 

01495*  01496*  03338*  04274* 
LIVER  DISEASE  ETIOLOGY 

01527   01537   02483 
LIVER  DISEASE  PATHOLOGY 

06067*  06122    06  1: 
LIVER  DISEASE  TREATMENT 

00663*  00664   00665 

02468   02473   02477 

04271*  04309   05143* 

06120   06121    06969* 

09705 
LIVER  DISEASES 

00541*  00654* 

0  0  683 

00896 

02472 

02S08 

03364 


04272*  04329* 


061  ; 


LIVER  ENZYMES 

CONTINUED 

01529 

021 06* 

02439* 

07382 

07386 

07388 

07392 

0  73  95 

07  396 

07397 

07  39  8 

C2958 

02971 

03372 

07399 

07400 

0  7401 

07403 

07404 

07405 

07406 

07407 

04692* 

04693* 

04694* 

07408 

07409 

0741  1 

07419 

07423 

07425 

07432 

07433 

0471  7 

051  74 

05189 

07436 

07437 

07438 

07439 

07440 

07441 

07442 

07444 

05658* 

06067* 

06070* 

07446 

07452* 

07492* 

07836* 

078a7 

07958* 

08081* 

031  1  0 

08233* 

08236* 

08238* 

08243* 

08244* 

08249* 

08261 

08265 

08269 

08270 

08271 

08272 

08274 

08279 

06280 

08283 

08756* 

08800 

08817 

09  10  3* 

09113* 

09126* 

09145 

0916  I 

09167 

09631* 

09664 

10038* 

1 0039* 

10043* 

1 U059* 

1006  3* 

06200 

10066* 

1 0076* 

1  0096 

10 1 04* 

1  0596 

LIVER  FIBROSIS 

00656* 

00660* 

01488* 

01  551 

01620 

04260* 

04313 

06062* 

07862 

07866 

1  061  8 

10714* 

1  0745 

10  861 

00752 
02480 


00758 
02481 
051S3*  05156* 
C6970*  06975* 


0176  4 

02482 

06060* 

06999 


02452  02455 

02504  04265* 

06083  06092 

07004  09680 


00665 
00684  00694 
01498*  01790 
02473   02474 


02655 
03365 

03605*  04163 

04312   04320 

05138* 

05173 

05379 

06098 

06134 


02695 
03390 


06966*  06974* 
07518   07830* 


07859 

08771 

08802 

08979 

09883 

10575* 

10625 

10696* 


00666 
00722 

02438*  02441* 

02476  02483 

02699  02982 

03396  03399 

04263*  04269*  04286 

04340    04384  04404 

05139*  0E140*  05142*  05148* 

05176   05177   0  5179  05189 

06065*  06067*  06078 

06107    06110  06114 

06139    06145*  06195*  06223* 

07015    07017  07028    07029 

07833*  07835*  07850 

07864   07865  07884 

08789  08790 

08808  03813 

09650*  09676 

101 18*  1 0149 
10  593 
1  0639 
10863 


05697 
06104 
06135 


00667    00668 
00739*  00740* 
0244S* 
02484 
03229* 
C3400 
04298 
04455 
05160 
05194 
06079 
061  16 


08776 
08805 
09639* 
10073* 


10596 
10644 


07851 

07948* 

08792 

08820 

09677 

10161* 

10601 

1066  3 


07862 
08772 
08804 
09481* 
09925* 

10576*  10576* 
10627   10634 
10698    10782 
LIVER  DISEASES  IN  CHILDREN 

03339*  03341*  03345*  03376    03382    04272* 
05156*  05197    05199    05206    06121    06958* 
06968* 
LIVER  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

1 0136* 
LIVER  DISEASES. BLOOD  COAGULATION  IN 

00270*  03478   04404   07951    08814   C9745 
LIVER  DISEASES. DISEASES  ASSOCIATED  WITH 

00668   00751    01657*  02451* 
LIVER  DISEASES. METABOLIC  CHANGES   IN 

01966*  06966*  07013    07330*  07842* 
09697   09894*  10641    10648   10659 
LIVER  DRUG  METABOLISM 

00218   00219   00223   00224   00232* 
01144    01146    01147   0  1650    01559* 
02032   02037   02862*  02872   02883 
03746*  03746*  03751*  03785    04322 
04668   05284   05543*  05550*  05551* 
05590    06442*  06446*  06447*  06448* 
064S5   07324*  07353   07363   07887 
08245*  08278   09107*  09108*  09115*  09118* 
09227   10034*  10037*  10055*  10065* 
LIVER  ELECTROLYTE  METABOLISM 

00064*  00071   02443*  08917 
LIVER  ENZYME  SECRETION 

09639* 
LIVER  ENZYMES 

00020*  00193* 
01104   01106 


00669 

00754 

02447* 

02485 

03343* 

0340! 

04307 

04624* 

05161 

05204 

06090 

06125 

06292 

07031 

07854 

08016* 

08795 

08849 

09678 

10554* 

10610 

1 0673* 


00676 

00895 

02468 

02501 

03361 

03404 

04309 

04698* 

05167 

05207 

06094 

06128 

06956* 

07489* 

07855 

08760* 

08798 

08936* 

09699 

1 0558* 

10619 

10694* 


05141*  051S2* 
06960*  06967* 


08800   08812   09128* 


01074* 

0195C* 

C2887 

04640* 

05565 

06456* 

08222* 


01075*  01089* 

01963*  01974* 

03351*  03745* 

04641*  04665 

05E76  05582 

06457*  06493 

08228*  08243* 

09134*  09153 


01113 

01121 

01544 

01808* 

0  1979 

01987 

02010 

02466 


01545 
01951* 


01980 

01988 

0201  5 

02502 
02857*  02863* 
03353*  03354*  03398 
03419   03421*  03426* 
03746*  03761*  03764 
03788   03789   03813 
04635*  04638*  04644* 
05172   05204   05401* 
05551*  05552* 
05583    05584 
06145*  06146* 
06439*  06440* 
06474   06486 
07234   07235 
07341*  07344* 


00195*  00201* 

01107  01108 

01115  01116 

01123  01151 

01546  01547 

01952*  01953* 

01981  01982 

01989  01990 

02018  02020 

02513*  02522 

02869  02870 


002C3* 

01  1  09 

01117 


01082* 
01  11  0 
01118 
01192  01522 
01549  01550 
01954*  01971* 
01983   01984 


03399 

03427* 

03774 

04247 

04652* 

0542  1 

05564 

05595 

06194*  06331 

06451*  06457* 

06513*  06538* 
07311*  07321*  07322* 
07356   07358   07359 


C5561 
05590 


06444 
06492 


0  1991 

02025 

02841* 

02871 

03410 

03450 

03777 

04293 

04653 

05424 

05566 

05597 


01992 

02028 

02853* 

02875 

0341  1 

03460* 

03778 

04298 

04706 

05464 

05567 

06108 

06332 

06458* 

07029 

07325* 

0736  1 


01 083* 

01111 

0  1119 

01534 

0  1559* 

01972* 

01985 

01993 

02045 

02855* 

03341* 

03413 

03644* 

03780 

04407* 

0471  0 

05538* 

05577 

061  15 

06333 

06461* 

07030 

07336* 

07371 


0  1096 

01112 

0  1  120 

0  1  536 

01614 

01978 

01986 

0  1997 

02438* 

02856* 

03351* 

03417 

03742* 

03786 

04633* 

04712 

05540* 

05579 

06137 

06432* 

06467 

07229 

07340* 

07377 


LIVER  FISTULAS 
08829*  08874 

LIVER  FUNCTION  TESTS 

00205*  00270*  00271*  00324 

00705    00707*  00708*  00734 

01148   01200*  01236   01237 

01652*  01684*  01965*  01966S 

02141   02152   02512*  02527 

02943    02970    03364   03786 

04661    04704*  05139*  05140*  05155* 

05264*  05296*  05320   05451*  05540* 

05652*  05655*  05699   06136   06146* 

06531*  06980   06985   07090*  07172 

07827*  08250*  08292*  08328   08399 

08778   08791   08813   08816 

09236   09407    09655*  09661 

10072*  10097   10559*  10598 

LIVER  GLUCOSE  METABOLISM 

00213  01984  01994  01997 
02847*  02853*  02857*  028884 
06518*  07357   08216*  10024J 

LIVER  GLYCOGEN 

00195*  01102    02725   02846*  02847* 
05176    05538*  05554*  06140   08103 
09892*  10033* 

LIVER  GLYCOGEN  METABOLISM 

01498*  01576*  01952*  01988   01989 
03341*  05196   05552*  05562   06485 

LIVER  HISTOLOGY 

00029  00191*  00275*  00655*  00697* 
0251 1*  02552  02710* 
03780  04273*  04276* 
05255*  05272*  05403* 
07844*  07957*  08103 
09827   09892*  09898 


00325 

00739* 

01239 

01970* 

02534 

03851 


u91  1  0* 
09692 
1  U6J1 

0201  2 

04649* 

10063* 


00626* 

00740* 

01494* 

01973* 

02  86  7 

04247 

05160 

05557* 

06  180 

07370 

08769 

091 1 7* 

09696 

10663 

02490* 
06191* 


02S57* 
08260 


00663* 

00745 

01  548 

020  39 

02881 

04289 

05165 

05587 

06191* 

07523 

08770 

09150 

09693 


02502 
06489 


04287 
08752* 


00687 

00768* 

0161  8 

02140 

02925 

04381 

05180 

05593 

06477 

0782  4* 

08775 

09220 

0978  4 


0  2  568 
0649  1 


04  52  4 
09  125* 


01605*  01830 
03388  0361 1 
04378*  04717 
06539*  07225 
08271  09018 
10093   10568* 

LIVER  HORMONE  METABOLISM 
05575    05594 

LIVER  IMMUNOLOGY 

00204*  00675    00678   00725   00726 
02184   02433*  02515*  02859*  02919* 
03831*  04259*  04277*  04261    04332 
04350    04352    04354   04355   04358 
04372    04373    04375    04376    04380* 
04646*  04647*  04691*  04721    05195 
05657*  05659*  06132   06161*  06163* 
09121*  10568*  10619 

LIVER  IN  CHILDREN 

00005*  00671    00702*  OISIS 
06035   06095 
07876 
09632 


02019 
07387 

00698* 
02  71  1* 
04  28  8 
0607b 
081  10 
09899 


07878 

09706 


01542 
06102 
07882 
09719 


02139    04660 
07849    07874 
0881O    09663 
LIVER   INJURIES 

00198*  00695*  00696*  00699*  01555* 
02493*  02495*  02499  02500  02507 
02836*  03412  03414  03415  03418 
04389*  04423*  04659  05164  05187 
05212*  05216  0  5217  05218  05219 
06098  06099  06  100  06101 
06150    06152    06972*  07352 


06091 
06149 
07903 


0831 


08826*     08830*     08837 


10565* 
10704 


0  1  52  1 

02935 

0434  1* 

04362 

04  39  0* 

05257 

06182 


01551 
06103 
06764 
10554* 

01561 

02508 

04267* 

05209* 

05539* 

06143* 

07393 

09  1 16* 

10  609 


024  77 
07445 

00712* 

02722 

U4324* 

06314* 

U6224* 

10032* 


01527 

03343* 

04342* 

04366 

04392* 

05599 

06469 


0  1  553 
061  06 
08785 
1 0567* 

02491* 

02509 

04325* 

05210* 

05570 

06144* 

07893* 

09716* 

10611 


0288  0 
09139 

01570 
02  87  4 

0434  9* 
06328 
0826  1 
1008  2 


02152 
0374  0* 
0434  3* 
04369 
04636* 
05639* 
0783  1* 


01572 
06  16  0* 
0879  1 
10585* 

02492* 
02  51  0 
04326* 
0521  1* 
06  06  0* 
06146* 
07895* 
0976  5 
10  647 


04661        07050*     07892* 


10021*     10036*     10075*     10076 

10657         10660         10671*     10679 
LIVER      INJUR  lES.ANESTHET  ICS      IN 

OO'OO*     01569        03772         05209*     05551*     05555*     06148 

09118*     09715*     09898 
LIVER     INJURIES. ANT IBI CT ICS      IN 

07334*     07892*     09642* 
LIVER      INJURIES. CONTRACEPTI VE     DRUGS      IN 

01565        01963*     02436*     02495*    02498 

08824*     09679         09710* 
LIVER     INJUR lES, DIETARY     DEFICIENCIES 

02192+    0S578    10610 


LIVER     INJURIES. ORUG-I NDUCEO 

04324*    04329*     04331*    05209*  05210*  05211*  05212*     05213* 

05216         05217        052  18        05219  05233  05655*  06148         06150 

06151        06152        06153        06154  06157  06  158  07038*     07043* 

07048        07416        08840       09651*  09717*  10672*  10674* 


LIVfP  IRON  METABOLISM 

00651*  00657*  C0740*  01201* 
06072*  06073*  Oei-SA*  06329 
07435    07461*  07836*  08812 
10728* 
LIVER  LIPID  METABOLISM 
00210   00212   00213 
01152   01153   01192 
02036   02425*  02435*  02469 
02856*  02868   02876   02877 
03775   03787   03790   04263* 
06327    06433*  06434*  06445* 
06500   06501    06502   06505 
07328*  07337*  07346*  07378 
07422    07423    07424 
08127*  08226*  08227* 
10028*  10044*  10055*  10092 
LIVEf  MANGANESE  METABOLISM 

06505 
LIVER  METABOLISM 
00192*  00193* 
00728   00743 
01 108    01121 
01526   01560* 
01972*  01976 
02017   02026 
02C44 
02476 


01552 

06444* 

10070* 


04391*  05215*  05591 
06490  06539*  07100 
10083    10575*  10677 


01  130 
01525 


07427 
234* 


01131 

01957* 

02462 

03340* 

04660 

06458* 

07032 

07394 

07429 

08239+ 

1  0767* 


01132  01133    01140 

C1996  019913    01999 

02849*  02851*  02652* 

03352*  03489*  03758* 

04664  05S41*  06195* 

06459*  06473 

07042*  07137 

07406  07417 

07432 

06277 


06476 
07327* 
07420 
07841*  07971* 
09158   09  162 


00200* 

00767* 

01  127 

01954* 

02O01 

02030 


02042 

02475 

02837* 

C2884 

03746* 

03770 


001  96* 
00744 
01126 
01601* 
02000 

02  02  9 

C2432*  02448* 
02497   02499 

02658*  02860*  02862* 
02886   03365   03385 
03749*  03753*  03754* 
03773   03778   03779 


„4e35*  04640*  04641*  04645* 
04663   04665    04666    04668 
05=38*  05542*  C5545*  05553* 
05568   05569   05570   05577 
05586   05592   05596   06159 
06474    06480    06494    07318* 
07374    07381    07386    074  12 
07426    07440    07863    08084* 

08239*  08248*  08264   08266 

09056   09130*  09156    09166 

10038*  10039*  10061*   10064* 
LIVEP  MICBCORGANISMS 

04264*  04277*  05159 

06286 
LIVER  MORPHOLOGY 

00004*  00005* 

00929   00930 

01822    01B23    01824 

02012   02016   02024 


0  02  03* 
01 070* 

01  128 
01956* 
02004 
02031 
02458 
02513* 
02863* 
03459* 
03756* 
03782 
04654 
05151* 
05555* 
05578 
06181 
07360 
07413 
08102 
08275 
09633* 
1 0076* 


00206* 

01078* 

01129 

01964* 

0201  4 

02C39 

02466 

02560* 

02867 

C3460* 

03759* 

03786 

C4657 

05207 

05556* 

C5580 

06435* 

07361 

0741  4 

08170* 

08753* 

09709* 

1057 1* 


00209 

01 079* 

0  1  1  35 

01970* 

02015 

02040 

02467 

02834* 

02  8  69 

03462* 

03761* 

04387* 

04658 

05262* 

05560 

05582 

06438* 

07365 

07415 

08230* 

06787 

09972* 

1  0651 


00699* 

01 082* 

0 1 498* 

01971* 

02016 

O2041 

02472 

02635* 

02879 

03499 

03762* 

0440  1 

04662 

05266* 

05565 

05585 

06466* 

07371 

0741  8 

08233* 

08633 

10027* 

10746 


LIVER  PERFUSION 

00663*  02848*  02873  02877 
05153*  05177  05545*  06090 
07329*  07373  0784C*  08798 
09746  10582*  10588*  10589* 
LIVER  PHOSPHOLIPID  METABOLISM 
01997  02425*  05217  06334 
0Q137*  09147  09149  09651* 
LIVER  PROTEIN  METABOLISM 

00693    02009    02010   02464 
02854*  02863*  03343*  03457* 
03789   04267*  04275*  04312 
05419    05455    05544*  05556* 
06321    06333   06434*  06441* 
07314*  07346*  07385    07396 
09161    09165   09403 
LIVER  PROTEIN  SYNTHESIS 
01084*  01976*  01994 
02874   04647*  05544* 
07376   07384   07434 
09160    10054*  10091 
LIVER  PROTEINS 

00019*  00673 
LIVER  RADIOLOGY 

=EE  ALSO   LIVER  DIAGNOSIS 

00328    01241    01242   01243 
02836*  02866 
02953   02955 

03344*  03360 
03845 


05180 


00018*  00029 

00933   00934 

01826 

02036 

02727 


05197    06130    06131    06132 


02711*  02712*  02724 

04545*  05402*  05403*  06076* 


06; 


07213 
08098 


07221 
08399 


02471 


09657* 


07881    10602 


06319 

08022    08088 

09117*  09637*  09714*  10017* 
LIVER  NE  CRCS IS 

01556*  01557*  01588 
03408*  03414    03605*  04  3  05 
051S0*  05212*  05216   05225* 
06157    07905    08763*  08827* 
LIVER  NEOPLASMS 

01516    01519    02434*  02448* 
07849    07878    07986 
LIVER  NEOPLASMS. BEN IGN 
05191    06083    06133 
LIVER  NEOPLASMS. MALIGNANT 

00275*  00356   00651*  00652* 
00675   00676 
01512   01513 
01992    02007 
07632*  07852 
09672    09675 
1  0658 
LIVER  NUCLEIC  ACID  METABOLISM 
00206   01085*  01093*  01113 
02855*  02861*  02865 
04643*  04656 
06097    06156 
07388   07411 
09132*  09140 
LIVER  NUCLEIC  ACID  SYNTHESIS 
00212    01094    01149    01150 
07335*  07379    08253 
LIVER  NUCLEIC  ACIDS 

01095   01096   02043 
LIVER  PATHOLOGY 

00671    01789    02426*  02483 
04261*  05170    05179    05191 

07038*  07042*  07043* 
07860  07891*  08235* 
09144    09660   09662 


00199* 

01  154 

01827 

02063* 

03456* 

06102 

07223 

06996 

10571* 


02481 
04326* 
05241 
08842 


00756  00897  00910* 

01522  01524  01809* 

01951*  01952*  01995 

02091  02437*  02706* 

03611  03750*  04521 

06131  06313*  06318 

07320*  07366  07659 

C9001*  09017  09020 

10597  10676* 

02485  03358  03397 

04329*  04331*  05142* 

05267*  06070*  06125 
10095    10567* 


06970*  C6990    06995    07823* 


00679 
01514 
02146 
C7870 
09691 


04300 
05581 
07382 
08281 


01 486* 

01515 

06971* 

07897* 

09754 


02885 

05163 

06441* 

07441 

10016* 


00671 
01508 
01516 
06993 
08777 
1 0555* 


02435* 

02909* 

05460 

06468 

07443 

10017* 

01151 


00673 
0151  0 
01526 


00672 
01509 
0152  1 
07027 
0881  6 
10556*  10615 


08851 
10591* 

06472 
10020* 

02469 

03465 

04321 

05572 

06459* 

0741  6 


03611  03779  04518 

061B3  06455*  06969* 

09125*  09141  09640* 
10606 

08226*  08234*  08251* 
10045*  10092 

02741*  02836*  02842* 

03763   03764  03769 

04334   04650*  04652* 

05573   03589  06314* 

06499   06670  06986 

07901*  08237*  09155 


00674 
01511 
01977* 


07829*  07831* 
06874    09653* 


02005 
06462< 
07435 


02006 
073  16* 
08229* 


02007  0<:008  0201  1 
07334*  07358  07368 
08253   08867*  09159 


0075C   01518   03452*  04655   07383 


02569  02842*  02854* 

03745*  03768  04297 

05549*  05571  05573 

06482  06504  07347* 

08217*  08222*  08263 

10023*  10615  10750 

03768  06462*  07316* 


06322    06460*  07402    07410 


06958' 
07844* 
08842 


10567*  10579*  10583*   10613 


03357 

05194 

07048 

08236* 

0971 1  * 

10626 


03412 
05395 
07489* 


03397  03398 

05195  05208 

07322*  07390 

08238*  06757*  08812 

10072*  10557*  10566* 

10674* 


02914*  02929 
02958   02959 


02990 
03844 
04305 
05701 
061  24 
08300 
09226 


03859 


04692*  04708 
05702    05704 


03400 
03862 
0515  5* 
05705 
07823*  07857 
08768*  08794 


07003 

08327 

09655*  09887    10563* 
LIVER  REGENERATION 

00199*  00201*  00202*  00205* 
01150  01151  01152  01153 
02461  02506  02510  02839* 
02861*  02864*  02865  02866 
03748*  03750*  03751*  03753* 
03787  04636*  04652*  04656 
05558*  05561  05563  03571 
06471  06478  06487  06492 
07335*  07347*  07376  07378 
08263  0882S*  091 1 1* 
09632*  09636*  09908 


EM 


04468   06106 


07370    10024*  10032*  10092 


08258 
09168 
10090 
LIVER  RETICULOENDOTHELIAL  SYST 
05404*  07314*  07319*  07843* 
LIVER  RUPTURE 

01503    04304 
09706 
LIVER  SECRETION 
03742*  06496 
LIVER  SERUM  ENZYMES 

=EE  ALSO  ALKALINE  PF0SPHATA3I 
SEE  ALSO  LIVER  DISEASE  OIAGNI 
00274*  01050*  06443*  06526* 
07506  07822*  07831*  07834* 
10085  10574*  10629  10630 
1081  1  * 
LIVER  STEROID  METABOLISM 

01623*  03784    04353   06432* 
08231*  08276    10029*  10049* 
LIVER  SURGERY 

00703    00773*  01484*  01502 
02509    02839*  02840*  02841* 
02915*  03339*  03347*  03348* 
03368    03369    03370   03371 
03453*  03454*  03471    03472 
04265*  04268*  04276*  04279 
04302    04318   04400    04656 
05181    05182    05185 
06068*  06071*  06072* 
06136   06196   06963* 
07893*  07895*  07986 
09011    09130*  09632* 
10556*  10572*  10595    10625 
10773* 
LiVER  TRACE  ELEMENT  METABOLISM 

00006*  01499*  07364 
LIVER  TRANSPLANTATION 

01483*  01485*  01507  01975* 
03349*  03356  03371  03393 
05182  05185  06959*  06973* 
08250*  08761*  08767*  08827* 
09334  09631*  0964  1*  09654* 
10069*  10591*  10692*  10694* 
LIVER  TRAUMA 

00676  00687  0  0703 
02510  02619*  02866 
05164  05183  05187 
06100  06336  06766 
09721    10650    10677 


01704 

02933 

02962 

034  79 

04282 

051  84 

05709 

07878 
08806 
10572* 

01088* 

01  154 

02840* 

03740* 

0  37  59* 

05539* 

05587 

06497 

07379 

091 19* 

10025* 


02145 

02  94  0 

02982 

03483 

04283 

05202 

06087 

07979* 

09205* 

10577* 

01090* 

01977* 

02841* 

03  74  1* 

03763 

05545* 

05593 

07038* 

07443 

09148 

10082 


02487 
02947 
02985 
03823 
04286 


0261 9* 
02948 
02986 
0383  3* 
0429  1 


05296*  05656* 

061 04  061 1 6 

08297  08299 

09218  09224 

10578*  1062  1 


01 091* 

02045 

02854* 

0  37  4  3* 

03765 

03549* 

06435* 

07  147 

07446 

09159 

1  0087 


0109  2* 
02046 
02860* 
0374  7* 
0378  1 
0555  6* 
0646  1* 
0732  3* 
0821 7* 
09164 
10  089 


08765*  09506    10091    10623 
07006   07899*  07900*  08836 


06558 
07934 
10631 


06980  07367  07484* 
10066*  10067*  10074* 
10680*  10689*  10702 


07331*  07333*  07350*  07403 


05166 
0563O 
061  18 
07876 
08838 


01504 

02842* 

03349* 

03373 

03741* 

04282 

05149* 

05283 

06093 

06971* 

08782 

09654* 

10649 


01507 

02839* 

03350* 

03374 

03776 

04284 

05151* 

05286 

06096 

06997 

08808 

09690 

10671* 


02430* 

02864* 

03356 

03384 

03787 

04  2  96 

05162 

05556* 

06099 

07825* 

08828* 

09716* 

10770* 


02484 

02867 

03367 

03393 

04257* 

04299 

05166 

05587 

06  100 

07872 

08837 

10  55  2* 

1077  1* 


01503 
03414 
05570 
06994 
10678 


02429* 
03776 
07425 
091 19* 
09675 


01504 
03681* 
05629 
08836 


02432*  02443*  02867 

03831*  04270*  05158* 

07468  07838*  0784  5* 

09124*  09183*  09194 

10018*  10041*  10062* 

02138  02150  02488 

03767  04303  04466 

06070*  06091  06099 

08838  08839  08997 


9mM: 


1333 


LIVER  TREATMENT 

00698*  OIE05   01506 
05171    OeOeS*  06090 
07840*  07858 
08829*  09673 
10652 
UIVER  TUEERCULOSIS 

00680 
LIVER  ULTRASTRUCTURE 

00019*  00020*  00201* 

00661*  00700*  00908* 

01523   01S35 

01809*  01825 

02025   02027 

02E1I*  02710*  02711* 

02846*  02647*  02856* 

03409*  03415 

03616 

04335 

04518   04519 

05150*  05208 

05423 

06127 

06323 


07879 

09687 


01565 
01826 
02031 


03424* 

03644*  04260* 

04349*  04363 

04520 

0521 3* 

05424 

06140 

06324 


01568  01572  03404  05164  05168 

06091  0e096  C6991  06992  07833* 

07888  08792  08802  08811  08826* 

09700  10588*  10589*  10599  10634 


07312*  07313* 
07902   07911* 


05421 

05571 

06321 

07234 

07407 

08081*  08064*  OSIOl 

09010  09110*  09113* 

09905  10021*  10027* 

10058*  10065*  10085 

LIVER  UREA  MtTAPOLISM 

06436*  10019*  10596 

LIVEP  ZINC  METABOLISM 

05263*  09012 

LIVERiAGE  EFFECTS  ON 

00004*  00005*  00006* 

07330*  C7340*  07353 

08258  08262  06273 

LIVER, ALCCHOL  EFFECTS  01 

00661*  00737*  00738* 

00753  01558*  01566 

02036  02037  02038 

02496  02559*  03407* 

04326*  04327*  04328* 

04654  05210*  05214* 

06155  06159  06445* 

07345*  07348*  07355 

07958*  08226*  06277 

09056  09107*  09113* 

09787  10027*  10038* 

10076*  10583*  10633 
10638 

LI  VEP, AM6EI ASIS  EFFECTS 

00895  05203  07199 

09687  09690 

LI VEP.OI SEASES  ASSOCIATE 

00654*  00670  00678 

01497*  01515  01525 

06079  06186*  06988 

09414  09481*  10564 

LIVER. DRUG  EFFECTS  ON 

00192*  00211  00688 

01087*  01089* 

01  174*  01  181 

01556*  01557* 

01565  01971* 

02492*  02493*  02497 

02506  02507  02508 

02847*  02848*  02860* 

03405*  03409*  03420* 

03746*  03747*  03748* 

03777  03781  04018* 

04386*  04501*  04643* 

04668  05209*  05211* 

05557*  05558*  05576 

06463*  06478  07016 

07319*  07321*  07325* 

07419  07578*  07891* 

08276  08775  08819 

10033*  10034*  10043* 

LIVER.ORUG  TREATMENT  OF 

00664  00733  01532 

02563*  02564*  03358 

04281  04285  04319 

05256*  06092  06103 

06202  06957*  07019 

09671  09699  09885 

LIVER. EXPERIMENTAL  STUOI 

00192*  00211  01533 

LI VEP.FATTY 

00272*  00656*  00659* 

01540  01541  01542 

01657*  02427*  02435* 

03406*  03456*  04331* 

05143*  05150*  05188 

05278  06076*  06147 


00202* 

00909* 

01571 

01827 

02426* 

02723 

02882 

03440 

04261* 

045  01* 

04524 

05222* 

05429 

06150 

06434* 

073 19* 

07922* 

0821 5* 

09  135* 

10036* 

I  0567* 


00655* 

00931 

01585 

01968* 

02427* 

02725 

02888* 

03603* 

04297 

04506* 

04525 

05272* 

05455 

06152 

06438* 

07320* 

07959* 

08262 

09152 

10042* 

1 0583* 


00656* 

00932 

01672* 

02013 

02428* 

02726 

0334  0* 

03605* 

04324* 

04512 

C4529 

05401* 

05459 

C6163* 

07228 

07325* 

08066* 

08753* 

C9154 

10052* 

1061  1 


00658* 

01082* 

01797 

02014 

02460 

02741* 

03405* 

0361  3 

04326* 

04514 

04635* 

05404* 

05555* 

06169* 

07229 

07393 

08076* 

08825* 

09893* 

10053* 

1  0657 


00660* 
0  1511 

01 eoe* 

02023 

02471 

02637* 

03406* 

03615 

04328* 

04516 

05146* 

05419 

05565 

06320 

07231 

07394 

06079* 

09009 

09899 

10056* 


03347* 

07354 

09001* 

00741* 

01567 

02425* 

034  16 

04390* 

05272* 

07028 

07394 

08282 

09638* 

10042* 

10635 


05175  06327  06471 
07363  07392  07416 
09020   C9126* 


00742 

01606* 

02445* 

03417 

04392* 

05280 

07040* 

07508 

08803 

09643* 

10043* 

10673* 


00743 

01619 

02451* 

03458* 

04394* 

05589 

07045 

07856 

08823* 

0964  9* 

10044* 

10675* 


00744 

01973* 

02475 

03780 

04635* 

06147 

07100 

07861 

08856 

09684 

10051* 

10738* 


06487 

07886 


00746 

01974* 

02494* 

04325* 

04650* 

06149 

07317* 

07896* 

08867* 

09722 

10072* 

10806* 


08069   09649*  09658*  09884   09885 


01098 
01490* 
01558* 
01977* 


WITH 
00755 
01542 
06989 
1  0609 

00696* 

01099 

01499* 

01 559* 

02021 

02498 

0256  0* 

02865 

03603* 

03766 

04335 

04644* 

05401* 

05582 

07032 

07336* 

07892* 

0  8  82  5* 

10050* 

02453 

03404 

04364 

06144* 

07846* 

10588* 

ES  OF 

01625* 

00697* 

01543 

02469 

04401 

05191 

06200 


01485*  01489*  01491*  01494* 

01543  01549  01655*  02107* 

07854  08804  08805  08977 

10627  10639  10644  10660 


00697* 

01117 

01522 

01 560* 

02034 

02500 

02710* 

02673 

03615 

03769 

04337 

04660 

05543* 

05584 

07041* 

07337* 

07901* 

09102* 

10051* 


00704 

01119 

0  1523 

01562 

02460 

02503 

02837* 

02883 

03616 

0377C 

04338 

0466  1 

0ES4  7* 

05590 

07042* 

07338* 

08237* 

09152 

10065* 


01066* 

01  143 

01540 

0  1563 

02490* 

02504 

02842* 

02885 

03743* 

03772 

04339 

04663 

05548* 

06440* 

07043* 

07345* 

08243* 

09801* 

10070* 


01 084* 

01  144 

01550 

0  1564 

02491* 

02505 

02846* 

02933 

03745* 

03773 

04340 

04666 

05550* 

06461* 

07047 

07360 

08245* 

10016* 

10721 


02494*  02501  02514*  02561* 

03407*  03418  03486  04280 

04370  05143*  05201  05254* 

06160*  06166*  06178  06185* 

07894*  06820  09634*  09646* 

10717*  10727* 

02046  06065* 

00756  01490*  01537  01539 

01564  01600*  01606*  01619 

02475  02503  03338*  03340* 

04404  04405  04698*  05113 

05198  05214*  05215*  05272* 

06445*  06960*  06961*  07032 


LIVER.FATTY 

CONTINUED 

07042*  07096  07317 
07861  07877  07894 
09133*  09135*  09137 
10042*  10051*  10072 
10676* 

L  IVER. HORMONAL  CONTROL 
01  I  02  01112  01123 
01952*  01960*  01961 
02839*  03743*  0376  1 
05138*  05575  0645  1 
07444  07901*  08213 
10024*  10028*  10039 

LI VEP.NERVCUS  CONTROL 
00209   01823   04393 

L IVER. RADIATION  EFFECT 
01555*  06478    06479 

LIVER. TOXIC  EFFECTS  ON 
00191*  00197*  00198 
01089*  01092*  01093 
01567  01568  01569 
02025  02026 
02491*  02492 
02501  02503 
03408*  03409*  034  10 
03419  03603*  04295 
04338  04339  04340 
05210*  05211*  05212 
05219  05538*  05555 
06146*  06147  06148 
06154  06155  06157 
06433*  06438*  06442 
06500  06501  06502 
07084*  07312*  07313 
07340*  07352  07362 
07894*  07898*  07901 
06227*  06228*  08231 
08825*  08827*  0883  1 
09106*  09107*  09121 
09718  09720  09723 
10055*  10056*  10058 

L  IVER. VITAMIN  B12  IN 

00710*  01531    07354 

LUPOID  HEPATITIS 
07041* 

LYMPH 

01034*  04332   08016 

LYMPH  CIRCULATION 

03614  04235*  04395 
09933* 

LYMPH  NODES 

03824         03910*     0411 

LYHPHADENIT IS.MESENTER 
00869        03560        08448 

LYMPHANGIECTASIA 

04481         04952         04980 


07345* 
08227* 
09201* 
10560* 


01  124 

01986 

04273* 

07310* 

08260 

10090 


07346* 
08273 
09636* 
10564* 


01  126 

02040 

043B7* 

07318* 

09133* 

10100* 


07367  07841*  07856 

08277  06774  09128* 

09643*  09718  09894* 

10598  10635  10659 


01  142  01  146  01558* 

02041  02472  02498 

04501*  04644*  04666 

07344*  07385  0744  2 

09664  09669  10019* 


*    05277        05402*    09163 


02024 
02035 
02500 


00219 

01  147 

01570 

02027 

02493* 

02504 

0341  1 

04333 

04389* 

05213* 

05558* 

06149 

06  158 

06443* 

06608* 

07320* 

07390 

07902 

08235* 

08833 

09135* 

10022* 

10066* 

10061 


00222 

01556* 

01974* 

02028 

02493* 

O2506 

0341  2 

U4334 

04391* 

05214* 

05655* 

06150 

06313* 

06446* 

07016 

07322* 

07824* 

07903 

08236* 

0  8841 

091  44 

10028* 

10070* 


00705 

01557* 

01979 

02029 

02496 

02507 

03413 

04335 

04423* 

05216 

06110 

06151 

0632  5 

06456* 

07039* 

07327* 

0  7  867 

08079* 

08238* 

06843 

09167 

10031* 

10095 


01 087* 

01558* 

02008 

02030 

02497 

03405* 

03417 

04336 

04659 

05217 

0614  3* 

06152 

06331 

06457* 

07046 

07334* 

07883 

08111 

08245* 

091 02* 

09642* 

10048* 

10642 


01088* 
01559* 
02  02  3 
02032 
02499 

0340  6* 

0341  6 
0433  7 
0514  7* 
0521  8 
06144* 
06153 
06432* 
06476 
07047 
0733  6* 
0789 1* 
08127* 
0824  9* 

09  10  3* 
0971 4* 

10  05  4* 
10646 


*     07726*    08016*    09618*    09701 


*  04684 
08549 
08544 


05078 
09870 

09512* 


OSOeS*  06738* 


LYMPHANGIOMA 

00561 
LYMPHATIC  SYSTEM 

00067*  00767*  01371* 

01955*  02190*  02289* 

08182*  08598   09016 
LYMPHOGRAPHY 

02947   02961   07003 
LYMPHOGRAPHY  IN  CANCER  DIAGNOSIS 

1  0493 
LYMPHOGRAPHY.GASTROINTESTI  NAL 

08301 
LYMPHOMA 

00508*  00845   01313   06967 

09479*  09505   09851*  10416 
LYMPHOSARCOMA 

01388   08948 


01703  01704 
02330*  02424 
09850*  09933* 


071  51* 
10472 


01705       01707        01766 
07244*    07586*     08106 


07708*    08408 
10813* 


MACROGLOBULINEMIA 

04383 

04972* 

MAGNESIUM 

00150* 

00871 

00953* 

01078* 

02706* 

10156 

10610 

MAGNES lUM 

ABSORPT ION 

04087 

08625 

MAGNESIUM 

METABOLI SM 

07192 

08520* 

MALABSORPTION 

SEE  ALSO 

SMALL 

INTESTINE 

00508* 

00559 

00560 

01409 

0  1  6  69  * 

02339 

03  061* 

03150* 

03189* 

03190* 

03191* 

03192* 

031  93 

03  194 

0  31  95 

03196 

031  97 

03198 

03200 

03204 

03584 

04  02  1* 

04082* 

04085 

04068 

04089 

04090 

04092 

04093 

04094 

04096 

04100 

04101 

04919* 

04926 

04957 

04971* 

04978* 

04979 

0498  1 

04982 

04985 

0499  1 

04993 

04995 

05002 

05003 

05099* 

05123* 

05338* 

05915* 

05927* 

05929* 

05931 

05933 

0593  4 

05935 

05936 

05937 

05940 

05941 

05942 

06260* 

0682  8 

06829 

06831 

07706* 

07719 

07722 

0  862  5 

08637 

08638 

133K 


MALABSORPTICN 
CONT INUED 

06755*  09483*  Q^tBb         09487 
MALAPSORPTXON  DIAGNOSIS 

00261*  00262*  00264*  00314 

03201    04091    04974*   C4990 

07709*  08413    08616*  08632 

10410*  10420 
MALABSORPTICN  D I AGNOS IS . B I OPSY  IN 

00263* 
MALABSORPTION  D I AGNOS I S , TOLERANCE  TESTS 

00549* 
MALABSORPTION  DI AGNOS I S , XYLCSE 

02101*  02102*  02103*  02125 
MALABSORPTICN  EPIOEMICLOGY 

00545*  00546*  01410   03194 


09503  09840*  10414* 

01207*  01225  02126 

05005  CS930*  05939 

08641  09200*  10390* 


MALIGNANT  LARGE   INTESTINE  NEOPLASMS 

00265*  00567*  00578   00561   00=82  00S83 

01416*  01423   01424   0142S   01426  01427 

01432  01433   01434   01435   01436  01439 


02336* 
07656* 
10407* 


06816*  08064*  08624 


04oeo< 


10398*  1O40Q* 


04984 
10S03< 


04987 


05000   05921*  09486 
MALABSORPTION  ETICLOGY 

01407    01762*  03185*  03187*  03188*  04077*  04079* 
04914*  04970*  04972*  04976*  04977*  05141*  05447* 
08620*  08621*  10425 
MALABSORPTION  IMMUNOLOGY 

04970*  04972*  04976*  05001    10411* 
MALABSORPTION  IN  CHILDREN 

00261*  00263*  00553*  01661*  021C2*  02103*  02328* 
04097 
04998 

06816*  06822 
08634   09493 


10413* 
04992 


04083* 
06290* 


04098 
05000 


04099 
05004 
06827 
10257 


04977* 
05925* 
0771 4* 
10425 


02343 

04980 

05928* 

07715 


09490   10406* 

04997   05141*  05863*  05938 


08889    08932*  09504 


01400*  01401 
02329* 
02343 


00694 

01406 

02330* 

02409* 

10422 


03201  04078*  04087 
04983  04986  04989 
06938  05939  06044 
07718  08626  08629 
MALABSORPTION  PATHOLOGY 

05932   05949* 
MALABSORPTION  PATHOPHYSIOLOGY 
05924*  07184   08616*  08639 
MALABSORPTION  TREATMENT 

01397*  02328*  02618*  04996 
09490 
MALABSORPTICN  TRE Af MENT , ANT  I B I CT I CS 

07712*  10114*  10406* 
MALABSORPTION  TREATMENT . D I ET ARY 

00553*  06818*  06827   07709*  08613 
10414* 
MALABSORPTION  T RE ATMENT . FOL I C  ACID  IN 

1 0389* 
MALABSORPTIGN-INDUCED  BONE  DISEASE? 

01 656* 
MALABSORPTICN, BLIND  LOOP-INDUCED  SECONDARY 

07251*  07710*  08125*  08569   09845*  10114* 
MALABSORPTION. Dl ETARY  DEFICIENCIES  IN 

07718   08520*  10421 
MALABSORPTION, DISEASES  ASSOCIATED  KITH 

00548*  OOSSO*  00561   00563   00564   00647   00692 
01394*  01395*  01396*  01398*  01399 
01408   01668*  01684*  02288*  02326*  02328 
02331*  02332*  02333*  02334*  02335*  02342 
02618*  05927*  05929*  05946*  07954*  08617*  08628 
10424    10782    10814* 
MA  LAB SORPTION, GASTRECTOMY- IN cue ED 

02268*  07626*  07720   08932*  10414* 
MALABSORPTION. INTESTINAL  RESECT  ION- I NDUCEO  SECONDARY 

06737*  06786   06818*  07705*  08520*  10418 
MALABSORPTION, MICROORGANISMS  IN 

07251*  07710*  07722   07954*  08577   08619*  09841* 
10405*  10413*  10415* 
MALABSORPTION. PARASITIC  DI SEASE- INDUCED  SECONDARY 

08064*  08999   10198*  10858* 
MAL ABSORPTION. PR  I  MARY 

0  9  491 
MA  LAB  SORPTION, SECONDARY 

06811*  08519*  08542   08544 
09479*  09502   09505   09506 
MALABSORPTION, VITAMIN  DEFICIENCIES 

01670*  10348    10406* 
MALIGNANT  ABDOMEN  NEOPLASMS 

01723   09479*  09851* 
MALIGNANT  ANUS  NEOPLASMS 

00S8S   07732   07735   07743   077 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

00612*  00762*  00779   00846   0  1630   02178   07107*  08008 

08923   09793*  0980O*  09808*  09814   1064  3   10764*  10796 

MALIGNANT  DUODENUM  NEOPLASMS 

00846   02298   02303   06791   07660 
08593    08729    09451    09457    10371 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

00361*  00362*  00363*  00376  01287  01290  02199  02200 
02201  07548  07569  08339  08343  08347  08372  08373 
08363  09243*  09244  09258  09259  09260  09268  09276 
10189  10193 
MALIGNANT  GALLBLADDER  NEOPLASMS 

00332   00612*  00762*  00778   00779 

08006   08890   08914    C9800*  10786 

MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

00577  00845  01296*  01721  01722  01726  01727 
01730  01733  02218*  02377  06527*  06639  07693 
08956   09228   0923C   10489   10834 


08619*  08623*  08627 
10416   10814* 


08697   09533   09534 


07684   07686   08581 


07144   07972*  08001 


01729 
08955 


00607   0141  5* 

01429    01431 

01440   01678* 


01432    01433    UIHJ**    Ul'tJJ    W1-.JU    «*-.-^^    „.  .  --    -.^ 
02344*  02345*  02346*  02348*  02349*  02350*  02351*  02352* 
n»-.->n    m^-5>i    n^^-7-a   n5T74    np:R7  *i 


02360 
02376 
06848 
07781 
08698 
09561 


02361 

02378 
06863 


02369 
02379 
06871 


10448   1  0473 


02370  02371  02373  02374  02375 
02389  02398*  06836*  06844  06846 
uoooj  >.oc  07736  07743  07753  07756  07769 
07787*  07834*  08650*  06651*  08658*  08661*  08675 
08700  08705  09508*  09516*  09518*  09523*  09528* 
09586*  10427*  10438*  10447 
MALIGNANT  LIVER  NEOPLASMS 

00275*  00356   00651*  00652*  00671 

00679   01486*  01508 

01515   01518 

06971*  06993 

07897*  08777 


00675 
01512 
01992 


0  0676 
01513 
02007 


07832*  07852 
09672   09675 


00672 
01509 
01521 
07027 
08818 


09754   10555*  10556*  10615   1062  9 


00633  00634 

01465  01466 

07793*  07800 

10508*  105 


02351*  02376 
07733   07735 


01514 
02146 
07870 
09691 

10658 
MALIGNANT  MESENTERY  NEOPLASMS 

08974 
MALIGNANT  PANCREAS  NEOPLASMS 
00265*  00627*  00631   00632 
00637    00846   00847   01464 
02411    02412    06927*  06938 
08732   08736   09599*  09609 
10529   10530 
MALIGNANT  RECTUM  NEOPLASMS 

00584   00585   00607   02130 
06836*  06844   06846   06889 
07759   07775   08697   09508*  09518*  09559 
10437*  10447    10456    10473 
MALIGNANT  SALIVARY  GLAND  NEOPLASMS 

00762*  01725 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 
00508*  00511   00516   00518   00519 
01387   01388 
06764   06767 
07708*  08570 
10377 
MALIGNANT  STOMACH  NEOPLASMS 

00293   00363*  00389*  00390*  00391*  00396 

00400   00401   00403   00404   00474   01287 

01307 

01316 

02225 

06622 


00673 
01510 
01526 


00674 
0151  1 
01977* 


07829*     07831* 
08874        09653* 


00635 
0  1467 
0B025 


00636 
02  40  8* 
08729 


*     10512*     10523 


01385  01386 

02301  02325 

07653*  07681 

09470  10370 


02292 
06771 

08580 


00  543 
02293 
06772 
08588 


02390 
07743 
09568 


01383 
022  95 
06787 
08594 


0239  1 
07753 
10429* 


01  384 
02296 
06  61  0 
09443 


01305  01306 

01314  01315 

02219*  02224 

02232  02292 


07487*  07585*  0759; 


01308 
021  13 
0222  7 
06635 
07594 


08388*  06390*  08397 

09244  09258 

09314  09325 

1 0189  10216 


08025 

08445 

09311 

094  15 

10249 
MALLORY-WEISS  SYNDROME 

04792   04838   05774* 
MALNUTRI TION 

00505*  0C563   00871 

01768   02650   02652 

03909*  04086   04088 

05429   05938   07197 

08880   10561* 
MANGANESE  ABSORPTION 

05464    09938* 
MANGANESE  MET ABCL I SM , L  IVER 

06506 
MANOMETRY. ESOPHAGUS 

02992*  03682*  03690 


01309 
02114 
02228 
06636 
07599 
0B408 
09292*  09298* 
09339   09340 


10217   10224   10225 


00397  00399 

01297*  01304 

01311  01313 

02217*  0221 8* 

02230  02231 

06680*  06687* 

07606  07632 

08434  08435 

09300*  09301*  09306 

09344   09350  09372 

10226  10230 


01310 
02172 
02229 
0665O 
07604 
08432 


593   06308   08357   10236 


01405 
02669 
04789 
07710" 


0166K 
03202 
04828 
07713" 


05466*  05719 


08336*  09237*  09241*  09270 


07568 

MARASMUS 

01657*  02650 

MARKER  STUDIES 

00337  02743*  02925 
02986  02990  03155 
04504*  04548*  04687 
05586  05647*  06124 
IVERTICULUM 
00521    01223 


01764 
03554 
04982 
07720 


06589 
09272 


01765 
03578 
04998 
08042 


01767 
03584 
04999 
0874  1* 


07535*     07552 


05766*  05938   06262*  08042 


02926  02936  02940  02970  02985 

03227*  03626*  03668*  03671*  03760* 

04698*  04701*  05338*  05451*  05453* 

06354*  06541*  06552  06606*  0904S 


MECKELS 
0  03  09 
05411*  05910 
06547  08572 
10351 


06783 
08587 
10354 


01374 
06796 
08592 


02305 
07666 
09462 


04  029 
07674 
10332* 


04932 
07695 
10346 


0493  3 
08530* 
10  347 


10  352 
MECONIUM  ILEUS 

04015*  04017*  04033 

10520 
MEDIA, CONTRAST 

02920*  02929 

03834*  03846 

05292*  05636 

07205*  08011*  08264 

09240*  10577* 
MEGACOLON 

00589   00599 

04129   04198 

06005   06015 


3   04458*  0b333*  06043   06944    08672 


02944 
03853 
05660' 


02383 
05087 
06860 


02947 
03854 
05688 
08331 


02963 
03863 
05982 
08900 


02974 

04105 

06036*  06054 

09136*  09218 


02979    03647* 
04509*  04707 


02384  02385  02400*  03268 
05944*  05957*  05974  05978 
06874   06891   07725*  07752 


06  067* 
09229 


03277 
0599  1 
1044  1* 


1335 


03032   03038   03043   05884   06eC3   07550 


03546*  03552 
10818* 


0e557 
10147 


04472 
09880 


07176 


07526 
10150 


06521 
10331* 


08034 


05687   07167 


08549   09870 


MEGAESOPHAGUS 

00374   01282 
08373    08379 
MELENA 

01389 
10334* 
MENETRIERE  DISEASE 

00417   00418   02244 
06650 
MERCURY 

01837*  01838*  04538* 
MESENTERY  ANGIOGRAPHY 

02176   05698   06529* 
09428*  09704   10127 
10570*  10818* 
MESENTERY  ANOMALIES 

05380   06545 
MESENTERY  CIRCULATION 
02176   02318   04471 
09172*  09180*  09191* 
MESENTERY  CYSTS 

01719   04111*  07167 
MESENTERY  DIAGNOSIS 

02104*  02176   0S686 
MESENTERY  DISEASES 

04474   08584 
MESENTERY  LYMPHADENITIS 

00869   03560   08448 
MESENTERY  NEOPLASMS 

04053   05929*  10150 
MESENTERY  NEOPLASMS , BEN IGN 

08043 
MESENTERY  NEOPL ASMS . MAL I GNANT 

08974 
MESENTERY  RADIOLOGY 

05686   07173 
MESENTERY  SURGERY 

04473 
MESENTERY  TREATMENT 

10344* 
MESENTERY  VASCULAR  DISEASES 

01693   02625   04028   04465 
04929   04945   04966*  05870 
08028   08551    09186*  09428*  09429* 
10127    10147    10331*  10344*  1036  1 
METABOLIC  BALANCE  STUDIES 

06354*  06819*  07317*  07619*  07794* 
METABOLIC  CHANGES  IN  CANCER 

08800 
METABOLIC  CHANGES  IN  CIRRHOSIS 
01560*  05284   07092*  07955* 
08867*  08872   09122*  09782* 
10731*  10732*  10733*  1074  1 
10757 
METABOLIC  CHANGES  IN  HEPATITIS 

07083   07911*  07913*  07914*  07915* 
METABOLIC  CHANGES  IN  LIVER  DISEASES 

01966*  06966*  07013   07330*  07842* 
09697   09894*  10641    10648   10659 
METABOLIC  CHANGES  IN  PANCREATITIS 

06953*  07807*  09618*  10537*  10E42 
METABOLIC  CHANGES  IN  PEPTIC  ULCERS 

09410   10290 
METABOLIC  CHANGES . GASTRECTOMY- INDUCED 

06615*  06670   10301 
METABOLISM  IN  C I RRHOS IS . EL ECTROLYTE 

07092*  07968 
METABOLISM  IN  C I RRHOS I S ■ KATER 

07092*  07968 
METABOLISM  IN  GASTROINTESTINAL  TRACT 

06356   10833 
METABOLI SM, ACID 

02903 
METABOL I SM. ALCOHOL 

00392*  04677*  06440*  0734 
07958*  09128*  09972* 
METABOLISM, AMINO  ACID 

00151*  00216   00575* 
08194 


08965   09329   09423*  09839*  10333* 


02245   03051*  03953   04E11 


07890   08712 
10333*  10386 


08720 
10550 


06765        07525        08527* 


04471 
05890 


07964 
09784 
10744 


04472  04473 

06779  07654* 

09467  09628 

10386  10810* 


07969  08865* 
09788  10026* 
10746    10748 


04476 
07727* 
09877 
1081 e* 


08866* 
10=75* 
10753 


09745       09764 
C8800        08812 


09774 
09128* 


ELECTROLYTE 


07345*  07431   07453*  07896* 


01  1  05 
08209 


01663* 
09858 


02018   02055*  02891* 


01139   03646*  04637*  08128*  08884* 


07331*  07332* 
08755*  09112* 


04602*  05522 
METABOLISM. BILE 

01137   01138 
METABOLISM. BILE  ACID 

02571*  03459*  03744*  03752*  03774 

06218*  06437*  0731K 

08240*  08285*  08589 
METABOLI SM. BILE  SALT 

04648*  08521*  10020*  10120*  10586* 
METABOLI SM. BILIRUBIN 

00226   00228   01066*  01067*  01068* 

01965*  02478   02835*  02848*  03783 

07481*  07830*  07835*  07853   08214* 

09126*  10061*  10073* 
METABOL ISM, CALCIUM 

00084   02067   02068   02  092   02892* 

08625   09918*  10117* 


04412*  04638* 
07333*  07971* 
09120*  10765* 


01069*  01491* 
06103   07140 
08220*  08244* 


05640* 
07978* 


0  1492* 
07338* 
08266 


02574*  02896* 
10086   10129 


06162*  06957* 


06449*  07243* 


METABOL ISM. CANCER 

07316*  07417   07793*  08786   06801 
METABOLISM. CARBOHYDRATE 

00233   01192   01287   03112   05560 

06664   06812*  07239*  07428   07452* 

07880   07969   08108   08614*  09006 
METABOLISM, CATECHOLAMINE 

03767   08956   0909  1*  09646* 
METABOL ISM, CHLORIDE 

07150*  09856   09865 
METABOLI SM. CHOLESTEROL 

01955*  02050*  02571 

07788*  07973*  09489 
METABOL ISM. COPPER 

02440*  03749*  06113 
METABOLISM. DRUG 

00955*  03635*  04162 

10004*  10648   10844 
METABOLI SM, DRUG  EFFECTS  ON 

01980   02008   02071 
METABOL ISM, ELECTROLYTE 

02406   02442*  02736*  02737*  05352 

08716   09163   10741 
METABOLISM, FAT 

00066* 
METABOLISM, FATTY  ACID 

00978   01100   01124   01990   0  20  78 

05585   05609*  05934   06292   07255* 
METABOL ISM, GLUCOSE 

00492   01164   01607*  01660*  06615* 

08522*  08861   09913*  09914*  10051* 
METABOL ISM. HEMOGLOBIN 

01581*  10536* 
METABOL I SM, HORMONE 

00214   00215   03454*  03785 


05605*  06513* 
07457   07463 
09424*  09915* 


03497*  04412* 
10130 


06645 
07842* 
1073 1* 


07461   07889 
07391   08241* 


08159 
08242* 


06506*  07185   0766  5 


03790   05214*  05560 


07239*  07321* 
10119*  10519 


10037*  10078*  10290 


02901  04012 

06739*  07869 

02063  02064 

06064*  06423* 

07421  07424 

09006  09031 


08276   09166 
METABOL ISM, IRON 

00036*  00037*  02684 

06073*  06162*  06359 
METABOLISM, LIPID 

01036*  01191   01853 

03830*  05580   05585 

07209*  07372   07380 

08105   08251*  08273 
METABOL ISM, MAGNESIUM 

07192   08520* 
METABOLISM, NUCLEIC  ACID 

04555    06290*  06497 
METABOLISM. PHOSPHOLIPID 

00177*  07420   10014*  10551 
METABOL ISM, POTASSIUM 

07150*  10024*  10158* 
METABOL ISM, PROTEIN 

00048*  01929   02079*  02741*  02891* 

05597   05606*  07191   07462   08135 

10096   10111    10113*  10123*  10401* 
METABOL ISM, STEROID 

03639* 
METABOLISM. TRACE  ELEMENT  AND  MINERAL 

06418   07794*  08259 
METABOLI SM, VITAMIN 

06349*  08127* 
METABOL ISM, HATER 

01080*  01161*  06430   06506*  07185 

10741    10808* 
METABOLI TES, URINARY  BILE 

07332*  07830*  08328 
METABOL I TES, URINE 

00232*  01531    0649S   08781 
METASTATIC  CANCER 

00391*  00407  00583 
01427 
01727 
06996 
08875 


05262*  08183*  08230* 
10840 


04988  05215* 
09036 

02428*  02838* 

06424*  06425* 

07453*  07465 

09105*  091 14* 


0381  2 
07204* 
0771  8 
0941  0 


07448*  07458   09176   09713* 


02892*  03797* 
08939*  09095 
10542 


05589 
10014* 


07252*  07665   08018* 


00633 
01438 
02149 


01416*  01425 

01514   01520 

06558   06993 

08658*  08699 

10217    10427*  10565*  10574* 
MICROORGANI SMS 
SEE  ALSO   AMEBIASIS 
CHOLERA 
GNOTOBI OSI S 
LEPTOSPIROSIS 
SALMONELLOSIS 
SHIGELLOSI S 


00634 
01466 
02227 


07107*  07834* 
08918   092  98* 
0626 


00672 
01509 
02292 
08339 
09340 


00679 
01512 
0241  1 
08396 
09657* 


01  38  2 
0151  3 
06540* 
08651* 
0966  7 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
05153* 
MICROORGANISMS  IN  MALABSORPTION 

07251*  07710*  07722   07954*  08577 
10405*  10413*  10415* 
MICROORGANI SMS, BILE 

07977* 
MICROORGANI  SMS, Bin  ARY  TRACT 

00777*  02580*  03500   03501 
MICROORGANI SMS, ESOPHAGUS 
03039   07536*  07540* 


08619*  09841*  10114* 


06245   07133   07974*  10768* 


06611*  07583*  08537 


1336 


MI  CBOORG  AM  SMS.  GASTROINTESTINAL 


■I 


0C23« 
02073 
026B3 
04494 
06287 


03571 


01777 
02644 
03581 


05608*  06256* 
08285*  08288 


04148   05020* 
06514*  07466 


10553* 


Oei??   C6130   06131    06132 


01680* 
02889*  03124* 
04677*  04682   04683 
05637*  05640*  C7456 
08578   08986- 
10415* 


09182* 


09  32  7   10131 

10125* 


01661*  02326* 
05004   05921* 


01396*  C1410 
04985  04997 
09495    10400*  10409*  10412* 


09908   09954*  10087   10089 


01167   01168   01185   01679 
02086*  02332*  02610*  02643 
02686   02909*  03555 
05129   05344   05345 
06288   08027   08045 
10123*  10738* 
MICROORGANISMS. LARGE  INTESTINE 

00594   00595   01415*  02052*  02352*  C2365 
03222*  03300   04106*  04134 
05614   05943*  05971   06007 
08986*  09182*  10115*  10125 
MICROORGAM  SMS.  LIVER 

04264*  04277*  05159*  CS180 
06286 
MICROORGANISMS.SMALL  INTESTINE 

00535   00536   00537   00551*  00990 
02284*  02287*  02607*  02609 
04085    04089    04134 
05398   05608*  0563  1 
07658*  07954*  08287 
09845*  10114*  lOllS* 
MI  CROORG  AM  SMS.  STCMACH 
05793   06402*  08419 
MI CROSCOPY, ELECTRON 

00480   00536   00551*  00636 
MILK  INTOLERANCE 
00552*  00558 
03193   04984 
05940   09492 
MI  NEPAL  AESCRPTION 

SEE    TRACE  ELEMENT  AND  MINERAL  AESORPTION 
MINERAL  AESORPTION. TRACE  ELEMENT  AND 
01833*  01837*  01838*  01839*  07257 
MINERAL  DEFICIENCIES. TRACE  ELEMENT  AND 

00934   01096   01673*  01759   02011 
MINERAL  METABCLISM. TRACE  ELEMENT  AND 

06418   07794*  08259 
MITOSIS 

04684   06415*  07380   09093 
MOTILITY 

SEE   SMOOTH  MUSCLE 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   ANUS  MOTILITY 

BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL   INTESTINE  MOTILITY 
STOMACH  MCTILITY 
00981*  00986*  01179   01274*  01470*  01874 
02187*  02263*  02381   03681*  04586   06376* 
08336*  09798*  09823 
10759*  10791 
MOTILITY .ANUS 

08660* 
MOTILITY. BILIARY  TRACT 
00090*  00108   00109 

02911*  03506   03692  „,,^,. 

06396   06397   06452*  07104*  07105*  07265* 
09127*  09189*  10758* 
MOTILITY. DRUG  EFFECTS  ON 

00095*  00098*  00118   00980*  00982*  00985* 
00999   01003   01004   01005   01332*  01333* 
01862*  01863*  01865*  01867*  01866*  01869* 
01889   01891   01899   01901   02127   02772 
02779   03675*  03678*  03685   03686   03687 
04563*  04564*  04566*  04567*  04568*  04569* 
04573*  04575*  04576*  04580*  04583   04585 
05467*  05469*  05478   05480   05486*  05865* 
06390   06391    06395   09942*  09955*  09956* 
MOTILITY. DUODENUM  „<-,». 

00430   01863*  01865*  01886   02757*  08144 
09952*  09957*  09962   10349 
MOTILITY. ESOPHAGUS 

00087*  00099   00100 
01194*  01859*  01874 
02766   02767   02768 
03024   03666*  03667*  03682*  03688   03690 
04565*  04586   04587   04723*  04725*  04726* 
04733*  04745    04747    04765    05466*  05472 
05758   06605   07519   08  136*  08145 
MOTILITY. GALLBLADDER 

00089*  01865*  02762*  02778   02967 
06377*  06378*  10795 
MOTILITY. GASTROINTESTINAL 

00074   00107   00117   00119   00120 
00985*  01007   01659*  01870*  01871*  01672* 
01895   01896   01897   01898   01900   01901 
02640   02761*  02779   02780   02904*  03595 
04561*  04608*  04817   05474   06391   06392 
07276   08030   08150   09047   09578   0984  0* 


01778  02072 

02661  02676 

03583  04486 

06266  06275 
09297*  10112* 


02607*  02614* 
05084   05613 
08285*  08578 


02052*  02098* 

04081*  04082* 

04979  05348 

07466  07476* 

09604  09841* 


02327*  02337 
05923*  05928* 
10425   10853 


SEE  ALSC 

SEE  ALSO 

SEE  ALSO 

SEE  ALSC 

SEE  ALSO 

SEE  ALSC 

SEE  ALSO 


09944*  09947*  09958* 


00342 
04445 


01889   02763* 
04563*  04571* 


01675   01889 
06378*  08136* 
10138*  10152 


02764*  02765* 
04572*  06395 
07349*  08927 


00987*  00989* 
01859*  01860* 
01871*  01877 


02775 
03691 


02776 
04562* 


00980*  00981*  00993 
01875  02263*  02664 
02769   02772   02965* 


08332* 


02354*  02357* 
04107*  04113* 
05477   05476 
06376*  06393 
09037*  09041 


MCTILITY, HORMONAL  CONTROL  OF 

00097*  00119   01900   06373* 
MOTILITY. LARGE  INTESTINE 

00097*  00098*  00115   00116 

01002   01003   01004   01005 

01873*  01888 

03680*  03669 

05475   05476 

05967   05988 

07269*  07757 

09943*  09945*  09955*  09956* 
MOTILITY. NERVOUS  CONTROL  OF 

00101   03668*  03669*  03670* 

05486*  06367*  07279   09953* 
MOTILITY. RECTUM 

00122   01006   01421*  01894 
MCTILITY. SMALL  INTESTINE 

00091*  00093*  00094*  00096* 
00112   00113   OOlie   00597 
00990*  00997   00998   00999 
01866*  01867*  01881   01883 
01893   02127   02288*  02721 
02773   02774   02775   02776 
03672*  03673*  03674*  03675* 
03687   03692   03693   03909* 
04567*  04568*  04569*  04573* 
04582*  04584 
05470*  05480 


07271* 

00569* 

01006 

02761* 

04580* 

05461 

06394 

09044 


00570*  00992*  01001 

0186  0*  01868*  0186  9* 

03672*  03678*  03679* 

04S85   04588  05052 

05483   05688  05957* 

07264*  07266*  07267* 

09045   09924*  09942* 


04570*  04572* 

04588  04590 

06370*  06375* 
09961* 

09946*  09947* 


00994  01193* 

02752*  02753* 

02994*  03000* 

04561*  04564* 

04727*  04729* 

05473  05757 

09243*  09965 


03166*  04563*  04576* 


00121 


00247  00531 

01882  01684 

02287*  02628 

03685  03691 

07206*  07275 
09959* 


04589 
05482 


04  591 
05628* 


06374*  06375*  07270*  07278 
09041   09044   0955  1   09942* 
09951*  09958*  09960* 
MOTILITY. SMOOTH  MUSCLE 

02987   09051 
MOTILITY. STOMACH 

00088*  00103   00104   OOIOS 
00984*  00995   00996   00997 
01352*  01860*  01861*  01662* 
01880   01881   01883   01866 
02080*  02081*  02264*  02754* 
02770   02771   02778   02797* 
03667*  03668*  03669*  03670* 
03702*  03818*  03832*  03911* 
04577*  04578*  04579*  04583 
04822   04910   05467*  05468* 
05767*  06366*  06369*  06375* 
06367   06388 
07273   07274 


04579* 
09959* 

03694 

00097* 

00986* 

01000 

01887 

02758* 

02777 

03676* 

04020* 

04574* 

04923 

06370* 

07279 

09943* 


05469*  05*74   05479 


00106 

00987* 

01001 

01890 

02759* 

02778 

03677* 

04022* 

04575* 

04936 

06371* 

08141* 

09945* 


001  10 

00988* 

01817 

01891 

02760* 

02913* 

03684 

04562* 

04578* 

054  12* 

06372* 

08519* 

09949* 


001  1  1 
00989* 
0166  4* 
01892 
02761* 
0366  6* 
0368  6 

0456  6* 

0457  9* 
05414* 
0637  3* 
09037* 
0995  0* 


06533*  06610* 

07277  07278 

08137*  08138*  08140*  08144 

08462   09039*  09042  09043 


07826*  08086* 


09944*  09946*  09947*  09948* 
10285* 
MUCOPOLYSACCHARIDES 

00016*  01361   06140 
MUCOPROTEINS 

06526* 
MUCOSA. DUODENUM 

03487 
MUCOSA. ESOPHAGUS 

02718   05489*  10168 
MUCOSA. GALL  EL ADDER 

00031   07339*  09605* 
MUCOSA. GASTROINTESTINAL 
00010*  00234   0181  I 
04496   06305*  0609  1 
MUCOSA. LARGE  INTESTINE 
00420   00866   00692 
02695*  03214*  03272 
MUCOSA. ORAL 

1 0389* 
MUCOSA. RECTUM 

02367   02390   04558 
MUCOSA. SMALL  INTESTINE 
00311   00509*  00512 
00904*  00926   00927 
01400*  01402 
02054*  02056 
03798*  03805 
04680   04786 
05453*  05619 
06778   07448*  07454*  07708* 
MUCOSA. STOMACH 

00033*  00034*  00035*  00151* 
00420   00421   00422   00423 
00511    01010*  01014*  01044 
01299*  01304   01359   01360 
01918*  01923   02223*  02262* 
02707*  02796*  02800*  02808 
03218*  03237   03612   03617 
03711*  03726   03730   03941 
04527   04541*  04605*  04776* 
05407*  05409*  05410*  05427 
05519   05632   05679   05700 
06342*  06412*  0642  1   06525* 
06672   06686*  07297.  07596 
09008   09077*  09673   09900 
10278* 


001  06 

00998 

01863* 

01887 

02755* 

02905* 

03671* 

03942 

04589 

05469* 

06382 

07263* 

07279 

08145 

09048 

09957* 


00163 

00999 

01865* 

01888 

02756* 

02987 

03673* 

03993 

04590 

05473 

06  38  3 

07268* 

07534* 

08147 

09049 

09961* 


00475 

01009* 

0  1876 

01915* 

02757* 

03609* 

03683 

04566* 

04760* 

05479 

06364 

07271* 

07602 

08149 

09050 

09963 


0096  3* 
01016* 
01879 
02  07  9* 
0276  1* 
0363  5* 
03692 
0456  7* 
04814 
05486* 
06386 
0727  2 
0612  9* 
06425 
0936  5 
0999  0* 


01848 
090  13 


01428 
05013* 


00565 
00973 
01666* 
02291*  02708* 
04079*  04508* 
04927  04971* 
0562  0   05623* 


01849 
10826 


01429 
0651 1* 


01850   02907*  03600 


02350*  02351*  02362 


01414 


00829* 

00990* 

01782* 

02734* 

0  4515 

05428 

06307* 

08064* 

00171 

00425 

01046 

0181  1 

02273 

03004* 

0  3618 

03954 

04785 

05434* 

05763* 

06609* 

07615* 

09954* 


00830*  00888 
01395*  01397* 
01816  02047* 
02889*  03191* 
04522*  04671* 
05438*  05442* 
06338  06361 
0994  1 


0089  0 
01399* 
02053* 
0367  2* 
04676* 
0545  2* 
0651 1* 


00173 

0t)433* 

01047 

01812 

02703* 

03052* 

0362  1 

04502* 

04819 

05436* 

05833* 

06618* 

08107 

0997  7* 


00299 

00484 

01  048 

0  1906* 

02704* 

03056* 

03704* 

04504* 

04858* 

05493* 

05856 

06624 

0  84  76 

10206 


00412 
00  48  7 
01175* 
01912* 
02705* 
03  07  3 
0370  5* 
0450  7* 
05319 
05506* 
0630  2* 
0664  2 
08499 
10247 


02343 
06939 
10408* 


02417 
06944 


00166 

08161* 

C9980* 


0241  8 
06945 
1051  9 


00390* 
08168* 
09982* 


02773 

0  3684 

04S71* 

04587 

05469* 

09924* 


02994* 

03687 

04572* 

04589 

05481 

09948* 


MUCOSAL  INJURIES, SMALL  INTESTIN 

00028 
MUCOSAL  INJURIES, STOMACH 

10251 
MUCOVISCIDOSIS 

00625*  00626*  00628< 

0S92S*  06043   06934 

09600*  09604   09677 
MUCUS 

04671*  05768*  09600* 
MUCUS  SECRETION. STOMACH 

00002*  00012*  00013*  00161 

01045   03705*  06686*  06698* 

08479*  09077*  C9830   09979* 
MUD  THERAPY 

1  0599 
MUSCLE  MORPHOLOGY, SMOOTH 

03606*  07264*  09902 
MUSCLE  MOTILITY, SMOOTH 

02987   09051 
MUSCLE  PHARMACOLOGY, SMOOTH 

0B095   09948*  09950*  C9960* 
MUSCLE  PHYSIOLOGY, SMOOTH 

01868*  01870*  02721    02754* 

03666*  03674*  03675*  03679* 

04564*  04567*  04568*  04569* 

04580*  04581*  04584    04585 

05412*  05414*  05415*  05468* 

07475*  09046   09051   09129* 

09964 
MUSCLE, SMOOTH 

00915 
MUSCULOSKELETAL  SYSTEM 

00613*  00634   00654*  00731* 

08588   09482*  10812* 
MYASTHENIA  GRAVIS 

08725 
MYCOSIS 

10194 
MYELOMA 

01685* 
MYOBLASTOMA 

02369 
MYOTONIA  DYSTROPHICA 

03911* 


NAUSEA 

01905*  01906* 
NECROSIS 

01464   03555   06736* 
NECROSIS, LARGE  INTESTINE 

02387   02388   04056    C4201 
NECROSIS, LIVER 

01556*  01557*  01588   02471 

03408*  03414   03605*  04305 

05150*  05212*  05216   05225 

06157   0790S   08763*  08827*  08842 
NECROSIS, PANCREAS 

05405*  06033* 
NECROSIS, STOMACH 

05785 
NECROTICANS.ENTEROCOLITIS 

03228*  07154*  08525*  08657*  09441 
NEONATAL  JAUNDICE 

00693   01069*  02845*  06968*  06975*  07001 


02419   02420 
06947   08727* 
10520 


01024*  01031* 
08178*  0840S 
09992*  10280* 


03036  03609* 

03694  04563* 

04573*  04578* 

04591  05411* 

07264*  07265* 

09949*  09952* 


00922   0157S*  07467   08257 


05041    07764  08038 

02481    02485  03358   03397 

04326*  04329*  04331*  05142* 

05241    C5267*  06070*  06125 

0095  10567* 


07488*  07844* 
08760*  08780   0878  1   09204*  09686   09712* 


07846*  07853 

09802*  10623 
NEOPLASMS, ABDOMEN 

00838   01724   02182   05363   06946   08060 
NEOPLASMS, ANUS 

04180   05074 
NEOPLASMS, BENIGN  ABDOMEN 

06267 
NEOPLASMS, BENIGN  BILIARY  TRACT 

0078  1 
NEOPLASMS, BENIGN  DUODENUM 

01391    06748   07750 
NEOPLASMS. BENIGN  ESOPHAGUS 

01285   01286   06574   08359   09248    10176 
NEOPLASMS, BENIGN  GALLBLADDER 

04451    05332   07141    08892    10800 
NEOPLASMS, BENIGN  GASTROINTESTINAL 

0  1728 
NEOPLASMS. BENIGN  LARGE  INTESTINE 

00S76*  05032   05058   C6000   07723*  08708   09528*  10457 

10476 
NEOPLASMS, BENIGN  LIVER 

05191    06083   06133   07881    10602 
NEOPLASMS, EENIGN  MESENTERY 

08043 
NEOPLASMS, BENIGN  PANCREAS 

06935   06943   10527 
NEOPLASMS. BENIGN  RECTUM 
06850   06853   07723* 


NEOPLASMS 

00521 
NEOPLASMS 
00398 
04837 
09373 
NEOPLASMS 

00780 
NEOPLASMS 

00515 
NEOPLASMS 

01288 
NEOPLASMS 

01628 
NEOPLASMS 

00689 
NEOPLASMS 
00009* 
04191 
09519* 
NEOPLASMS 
01516 
07849 
NEOPLASMS, 

01723 
NEOPLASMS, 

00585 

NEOPLASMS, 

00612* 

08923 

NEOPLASMS, 

00846 

08593 

NEOPLASMS, 

00361* 

02201 

08383 

10189 

NEOPLASMS, 

00332 

08006 

NEOPLASMS, 

00577 

01730 

08956 

NEOPLASMS, 

00265* 

01416* 

01432 

02344* 

02360 

02376 

06848 

07781 

08698 

09561 

NEOPLASMS, 

00275* 

00675 

01512 

01992 

07832* 

09672 

10658 

NEOPLASMS, 

08974 
NEOPLASMS, 
00265* 
00637 
0241  1 
0  87  32 
10529 
NEOPLASMS, 
00584 
06836* 
07759 
10437* 
NEOPLASMS 
00762* 
NEOPLASMS 
00508* 
01385 
02301 
07653* 
09470 
NEOPLASMS 
00293 
00400 
01305 
01314 
02219* 
02232 
07487* 
08025 
08445 
09311 


BENIGN  SMALL  INTESTINE 

01389  02302   03117   06751 

BENIGN  STOMACH 

00402  00405   01312   02226 

06632  06640   06643   08414 

10215  10216 
BILIARY  TRACT 

00782  02595   02597 


06767   07662    094*6 


03117 

08459 


03913 
09315 


0477  8* 
0932  4 


02300   08563 


03890   08376 


02589   08904   08925 


08948 

02362 

07729* 

10870 


DUODENUM 

02297  02299 
ESOPHAGUS 
01289   02198 
GALLBLADDER 
01629   01629 
GASTROINTESTINAL 
00843   00844   01731 
LARGE  INTESTINE 
01381    01430   02129 
04202   04511   06908 
09520*  09548   09577 
LIVER 

01519   02434*  02448*  06970* 
07878   07986   09657* 
MALIGNANT  ABDOMEN 
09479*  09851* 
MALIGNANT  ANUS 
07732   07735   07743 
MALIGNANT  BILIARY  TRACT 
00762*  00779   00846   01630 
09793*  09800*  09808*  09814 
MALIGNANT  DUODENUM 

02298  02303  06791 
08729  09451  09457 
MALIGNANT  ESOPHAGUS 
00362*  00363*  00376 
07548  07569  08339 
09243*  09244  09258 
10193 

MALIGNANT  GALLBLADDER 
00612*  00762*  00778   00779 
08890   08914   09800*  10786 

,MALIGNANT  GASTROINTESTINAL 
00845   01296*  01721   01722 
01733   02218*  02377   06527* 
09228   09230   10489   10634 

.MALIGNANT  LARGE  INTESTINt 
00567*  00578   00581    00582 
01423   01424   01425   01426 
01433   01434   01435   01436 
02345*  02346*  02348*  02349* 
02361    02369   02370   02371 
02378   02379   02389   02398* 
06863   06871   07736   07743 
07787*  07834*  08650*  08651* 
08700   08705   09508*  09516* 
09586*  10427*  10438*  10447 

.MALIGNANT  LIVER 
00356   00651*  00652*  00671 


02372   04145   04178 
07776   08712    08718 


06990   06995   07823* 


07759   08697   09533   09S34 


02178   07107*  08006 
10643   10764*  10796 


07660 
10371 

01287 
06343 
09259 


07684        07686        0858  1 


01290  02199  02200 
08347  06372  0837  3 
09260       09268        09276 


07144       07972*     0800  1 


01726       01727        01729 
06639       07693        08955 


00676 
01513 
02007 
0  7652 
09675 


00679 
01514 
02146 
07870 
0969  1 


01466*  01596 

01515  01516 

06971*  06993 

07897*  08777 

09754  10555* 


00583 

00607 

01415* 

01427 

01429 

01431 

01439 

01440 

0167  8* 

02350* 

02351* 

02  35  2* 

02373 

02374 

02  37  5 

06836* 

06844 

06846 

07753 

07756 

0776  9 

0665  8* 

06661* 

08675 

09518* 

09523* 

0952  6* 

10446 

10473 

00672 

00673 

0067* 

01509 

01510 

0151  1 

01521 

01  526 

0197  7* 

07027 

07629* 

07831* 

0881  6 

06874 

0965  3* 

MALIGNANT  MESENTERY 

MALIGNANT  PANCREAS 

0  0627*  0063  1   00632  00633 
00846   00847   01464  01465 
02412   06927*  06936  07793* 
08736   09599*  09609  10508* 

1  0530 
MALIGNANT  RECTUM 

00585   00607   02130  02351* 

06844   06846   06689  07733 

07775   08697   09506*  09516* 
10447   10456   10473 
MALIGNANT  SALIVARY  GLAND 
01725 

MALIGNANT  SMALL  INTESTINE 

00511    00516   00518  00519 

01386   01387   01366  02292 

02325   06764   06767  06771 

07681    07708*  08570  06580 
10370   10377 
.MALIGNANT  STOMACH 

00363*  00389*  00390*  00391* 

00401    00403   00404  00474 

01306   01307   01306  01309 

01315   01316   02113  02114 

02224   02225   02227  02228 

02292   06622   06635  06636 

07585*  07593   07594  07599 

08388*  06390*  08397  08406 

09244   09258   09292*  092  98* 

0931*   09325   09339  09340 


10556*  10615   10629 


00634  00635   00636 

01466  0  1467   02408* 

07600  06025   06729 

10510*  10512*  10523 


02376  02390  02391 
07735  07743  07753 
09559   09568   10429* 


00S43  01383  01384 

02293  02295  02296 

06772  06767  06810 

06588  06594  09443 


00396 

01267 

0131  0 

02172 

02229 

06656 

07604 

08432 

09300* 

0934* 


00397 

01297* 

01311 

02217* 

02230 

06680* 

07606 

08434 

09301* 

09350 


00399 

01304 

01313 

0221  8* 

02231 

06687* 

0763  2 

08435 

09306 

0937  2 


1338 


10217   10224    10225   10226    10230 


07803   07804   07806   08730   08731 


07729»  0867  1 


04955   06795 


07596   07603 
09299*  09369 


C1390 

02294 

02304 

09423* 

09431* 

09462 

02233 

06652 

C6653 

08443 

08444 

08473 

06589   09965 


0264  1    05474   07206* 


08095   09044 


05474   05479 


NEOPLASMS. MALIGNANT  STOMACH 
CONTINUED 

09415   10189   10216 
10249 
NEOPLASMS, MESENTERY 

04053   05929*  10150 
NEOPLASMS, PANCREAS 

00630*  02415   03309 
09605   09611    09633*  10516 
NEOPLASMS.  RECTUM 

01437   01438   02389   06888 
NEOPLASMS. SALIVARY  GLANO 

00839   00840   04199   04457*  09869 
NEOPLASMS, SfALL  INTESTINE 
00520   01381    01382 
07690   08599   08718 
NEOPLASMS , STOMACH 

00406   00407   01220 
08424   08436   08439 
09363 
NE  OPL  ASMS .VILLOUS  CASTRO INTEST 1 NAL 

08594 
NEOPLASMS, VILLOUS  LARGE  INTESTINE 

06838*  07774   08708   09547 
NEOPLASMS, VILLOUS  RECTUM 

07774   08716   09560   10485 
NEOPLASMS. VILLOUS  SMALL  INTESTINE 

10  375 
NERVOUS  CONTROL  OF  ANUS 

04104*  05079 
NERVOUS  CONTROL  OF  BILIARY  TRACT 

04572*  04575*  05402*  09014 
NERVOUS  CONTROL  OF  ESOPHAGUS 

00102   00980*  02767   03012   0E729 
NERVOUS  CONTROL  OF  GALLBLADDER 

00815   01831    02266*  08901 
NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 
00921   00938   01007   01008   01899 
08142*  09038*  09040 
NERVOUS  CCNTROL  OF  LARGE  INTESTINE 

02357*  02358*  02386   03795*  04109*  05685 
NERVOUS  CCNTROL  OF  LIVER 

00209   01823   04393*  05277   05402*  09163 
NERVOUS  CONTROL  OF  MOTILITY 

OOIOl    03668*  03669*  03670*  04579*  05469* 
05486*  06367*  07279   09953*  09959* 
NERVOUS  CONTROL  OF  PANCREAS 

04619*  05097*  05531*  06304* 
NERVOUS  CCNTROL  OF  SALIVARY  GLANDS 

08090   09052* 
NERVOUS  CCNTROL  OF  SMALL  INTESTINE 

00092*  00094*  00989*  02777   04023*  04574*  05412*  05414* 
05602*  05623*  05624*  06371*  06374*  08143*  08146   09004 
09019   09044    09960* 
NERVOUS  CONTROL  OF  STOMACH 

00984*  01877   03140   03669*  03670*  03912*  04609*  04788 
04854*  05420   05479   06304*  06385   06387   09039*  09049 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

00154   01015*  01018*  03702*  04853*  05486*  05493*  05497* 
05502*  05828*  06413*  07283*  08161*  08187*  09065*  09075* 
09978* 
NERVOUS  SYSTEM, AUTONOMIC 

00001*  00022   00023   00025   00854 
01903*  01917*  01918*  02445*  02730 
10174   10210 
NERVOUS  SYSTEM. CENTRAL 
SEE  ALSO   NEUROENDOCRINE  CCNTROL 

OOlll    00154   00864   00881    00984 
06367*  07355    C7537*  07626*  07809 
08267   08753*  08763*  08998 
NEURINOMA 

07516   10796 
NEUROENDOCRINE  CONTROL 

00090* 
NEUROHUMORAL  AGENTS 

01173*  01174*  09421 
NEUROMATOSIS 

06833* 
NEUROMUSCULAR  DISEASES 

00105 
NITROGEN  ABSORPTION 

06262* 
NOREPINEPHRINE 

02755*  10079    10124* 
NUCLEIC  ACID  METABOLISM 

04565  06290*  06497 
NUCLEIC  ACID  METAECLISM, LIVER 
00208  01085*  01093*  01113 
02855*  02861*  02865 
04300  04643*  04656 
05581  06097  06156 
07382  07388  07411 
08281   09132*  09140 


01 170* 
03945 


01008 
0781  I 


01709   01867* 
08486*  08950 


01345*  02032 
08092   08178* 


09040    10124*  10639    10734* 


10243 


07448*  07458   09176   09713* 


NUCLEIC  ACID  SYNTHES I S.L I VER 
00212   01094   01149   01150 
07335*  07379   08253 

NUCLEIC  ACIDS. LIVER 

01095   01096   02043 


02885 
05163 


02435*  02569   02842*  02854* 
02909*  03745*  03768   04297 


05460  05549*  05571 

06441*  06468  06482  06504 

07441    07443  08217*  08222*  08263 

10016*  10017*  10023*  10615   10760 


01151    03768   06462*  07316* 


06322   06460*  07402   07410 


05573 
07347* 


NUTRITION 
SEE  ALSO 

KWASHIORKOR 

SEE  ALSO 

MALABSORPTION 

SEE  ALSO 

OBESITY 

SEE  ALSO 
02471 
05369 

VITAMINS 
04084   04086   04095 
05429   05454*  05578 

04469 
05615 

04935 
05933 

05072 
06330 

05198 
0746  0 

08406 

08941*  10730* 

OBESITY 

01476   02886  03156   04066 

06743*  07209*  07651*  07680 

10050*  10086  10808* 
OBSTRUCTION  .BILIARY  TRACT 

00331    00765*  00771*  00780 

03345*  03346*  03360 

03527  03539   03598 

05271*  05286*  05306 

06237  06239   06248 

07630*  08924 


04919*  05150* 
08216*  08393* 


06076*  06742* 
08538   09082 


0981  1 


00795 

01247 

03489* 

03490* 

03756* 

04407* 

05324 

06208* 

06250 

07106* 

09814 

10067* 

02318   05862*  08392*  08523*  08894 


05757   06586 


00652   01224   02104*  02625 


05061 
06882 
08692 


042  00 
05894 
07665 


01447 
04913< 
05983 
07764 


09519*  09537 


02287* 
05027 
06542 
0779  5* 
09575 


02583 
03519 
04448 
06232 
07148 
10772* 
OBSTRUCT  I  ON , DUODENUM 

00526   01376   02299 
OB STRUCT  I  ON, ESOPHAGUS 

02994*  04734   05726 
DESTRUCTION, GASTROINTESTINAL 
00387   00533   00834   00836 
02972   04456*  06263* 
DESTRUCTION, LARGE  INTESTINE 

00503*  01228   01432   01440 

03207*  03226*  04133 

05069   05081 

06905   07191 

09427*  09436 

10340*  10341*  10472 

OBSTRUCTION. PANCREAS 

07148* 
OBSTRUCT  1  ON .PYLORUS 

01010*  02195   03050*  03159 
OBSTRUCT  ION. SMALL  INTESTINE 

00095*  00310  00503*  00510*  00516 
01370*  01866*  02104*  02168  02285*  02286* 
02974  03164  03180  04015*  04017*  04020* 
04035  04038  04051  04054  04055 
04912*  04913*  04916*  04918*  04930 
04948  04954  04956  0496  1  04962 
05766*  05862*  05865*  05874  0S878 
05901  05902  05906  05919  06542 
06776  06793 
07795*  08424 
06592  08595 
09430*  09436  09439 
10341*  10355  10361 
OBSTRUCTION. STOMACH 

04007   04790   04798 
OBSTRUCTIVE  JAUNDICE 

00325   00335   00524 
01624*  01625*  01639 


01624*  02446* 

03493*  03510 

04421*  04429 

06213*  06224 

07124  07147 

10516  10576* 


03180  03205* 

05037  05059 

06544  06872 

08650*  08683 

09943*  09956* 


08623*  10197* 


00524 


04030 
04065 
04947 
05681 
05900 
06759 
07673 
0  8547 


07191  07648*  07653* 

08529*  08539   08540 

08600  08610 

09448  09466 

10363  10368 


08612 
0988  8 
10378 


00528 

02287* 

04026 

04059* 

04939 

05380 

05879 

06544 

07665 

08541 

08627 

09943* 

10382 


0  I  36  9* 
02308 
04027 
04  06  0 
04942 
0568  0 
05891 
06752 
0767  I 
0854  3 
0942  5* 
10340* 
10385 


04835   05786   05788   07567* 


00707*  00768*  01262 
01641   01798   02303 


10777 


01257   01258 
06379*  07110* 
10336*  10761* 


02851*  03351*  03469*  04263*  04317   04419* 

04604*  05101    05271*  05315   05651*  06061* 

06233   06964*  06977   07050*  07827*  07979* 

08905   09793*  09821    10614 
OBSTRUCTIVE. JAUNDICE 

02441* 
ODDI .SPHINCTER  OF 
SEE  ALSO   BILIARY  TRACT 

00107   00534   00770*  00614 

04575*  05328   05471*  06246 

09796*  09799*  09812   09623 
OMENTUM 

01451    05713 
OMENTUM. GREATER 

01696   07668 
OMPHALOCELES 

08401    089S8 
ORAL  MUCOSA 

10389* 
OXYGEN 

00051*  00222 

09118*  09178 


01535  01614 

02583  02599 

04448  04456* 

06069*  06123 

07984*  08303 


03527   0444S 
08886*  09127* 
1  0784 


00235   00695*  01159*  06176 
10063* 


06330   09026* 


PAIN. ABDOMEN 

00491  00796  00797 
02617*  03227*  03535 
08326   08902   08950 

PANCREAS 
06946 

PANCREAS  ABSORPTION 
03648* 


00870   01351*  01500   01691   02604* 
04422*  04459*  05336*  05351    05374 
08951   09245   09675 


1339 


PANCREAS  AMYLASE  SECRETtCN 

00268*  00639*  01050*  01938*  02817*  02820* 
04689*  04690*  05119*  05123*  05526*  08203* 

PANCREAS  ANGIOGRAPHY 

02918*  02954   04250   04254   05135   05645* 
06048   06930   06931    08735   09195   09602 
10524   10525 

PANCREAS   ANOMALIES 

02307  02416  03074  03307  03317  0422  1 
05110  05786  06038  06041  06047 
10514 


04949 
09356 


07805   09619*  10508* 


05786 
1051  5 
PANCREAS  BICARBONATE  SECRETION 

00182   01910*  01911*  01935*  01941*  01942* 

08197*  08198*  08201*  09089*  09092*  09213* 
PANCREAS  BIOCHEMISTRY 

01064   01932*  02821*  05450*  07306*  08199* 
PANCREAS  CALCULI 

03310   06941   07138 
PANCREAS  CANCER 

02617*  03305*  03312 

04227   04228   04232 

05098*  05101    05103 

05343   05645*  06037 

06535*  06933   07798 
PANCREAS  CHEMICAL  COMPOSITION 

07302* 
PANCREAS  CIRCULATION 

00252   02908*  02918*  03313   04310 


04615*  04617* 
09999*  10009* 


05690   06045 
09607   09613 


04223   04226 
06926*  06940 


02134   07303* 
10007* 


08204*  10001* 


03314 

03316 

03850 

04219* 

04225 

04233 

04477 

04689* 

04697* 

05097* 

051  1  4 

05116 

05124 

05339* 

05342 

06040 

06045 

06049 

06259* 

06528* 

08728* 

09197* 

09606 

09630 

06048   06427*  07035 

PANCREAS  CYSTS 

03C89 

04227 

06048 


09002*  09195 


051  17 

1 001 0* 


02137 
04224 
06  047 


04230 
051  18 
0569  1 


02913*  02954 
04627*  04689* 
05121*  05123* 
05692   05693 
06045 
08294* 
10134*  10137* 


03306   03311    03315   03317 
05111    05112   05118   06032* 
06937   08034   10512*  10528 
PANCREAS  DEVELOPMENT 

03738   04617*  07302*  08085*  08106    10002* 
PANCREAS  DIAGNOSIS 

00265*  00266*  00268*  00269*  00295   00352 

02134   02135   02136   02418 

03843   04220*  04228 

04700*  04701*  05109 

05646*  05658*  05690 

05707   06032*  06035*  06036*  06042 

06566   06927*  07307*  07308*  07806 

09210*  09213*  09620*  09630 

10521    10534* 
PANCREAS  DISEASE  EPIDEMIOLOGY 

10513* 
PANCREAS  DISEASE  ETIOLOGY 

00640*  10513* 
PANCREAS  DISEASE  TREATMENT 

01463    03733* 
PANCREAS  DISEASES 

00638   00736   00881 

03570   03587   03588 

05099*  05102   05113 

06033*  06036*  06042 

08737   08936*  08960 

09622    10149   10506 
PANCREAS  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

10518 
PANCREAS  DUCTS 

00063*  00821    02715*  08733 
PANCREAS  ELECTROLYTE  SECRETION 

00628*  01941*  01942*  08205* 
PANCREAS  ENZYME  SECRETION 

00176*  00177*  00178*  00185 

01936*  01937*  01939*  01943 


05127 
lOSll* 

03318 
06039 
10534< 


04220* 
06046 


01232  01463 

02981  03319 

04690*  04697* 

05135  05646* 

05694  05695 

06046  06052* 

083C5  09197* 

10512*  10518 


02409* 

03308 

03313 

03319 

03320 

03594 

04222 

04291 

04689* 

05095* 

05115 

051  16 

05276 

05341* 

05958* 

06044 

07079 

07794* 

07795* 

08016* 

08994 

09502 

09607 

09610 

09613 

10526 

10547 

10522 


01053*  01057* 
02816*  02817* 


09092*  09620*  10008* 


08202*  08204*  06207 
10014*  10339* 

PANCREAS  ENZYMES 
SEE  ALSO   PANCREAS  DISEASE  DIAGNOSIS 

00267*  00353  00646  00828*  01049*  01056* 
01472  01473  01932*  01940*  01943  01944 
02615*  02716*  02815*  02819*  02820*  03304* 
03733*  03734*  03736*  03737*  03738  04235* 
04617*  04618*  04620*  04621*  04625*  04626* 
05525*  05526*  05527*  05528*  05532*  05537 
06423*  07301*  07302*  07305*  08199*  08888* 
09100   09234   09601    09713*  10000*  10006* 

PANCREAS  FISTULAS 

00190   05102   08731 

PANCREAS  HISTOLOGY 

00177*  00629*  00906*  02421*  03331 
08259   09097   09100   10005* 

PANCREAS  IMMUNOLOGY 
02716*  06927* 

PANCREAS  IN  CHILDREN 

00625*  00626*  00628*  00635 
02420   03316   04223   04477 

PANCREAS  INJURIES 

04231    05100   05104   05105 
10123*  10522 

PANCREAS  LIPASE  SECRETION 

00179*  00188   02815*  03734*  03736*  03737* 
05537   08203*  09089*  09618*  09999* 


01063  01933* 
02822*  08198* 
10012*  10013* 


01468*  01469* 

01^48  02328* 

03323*  03324* 

04242*  04242* 

04627*  05131 

06044  06417* 

09055*  09087* 


08105   08109   08210 


00636 

00648 

02417 

02418 

05112 

0604  1 

08785 

10154 

05370 

06034* 

07233 

08023 

00633 
01465 
07793* 
10508* 


PANCREAS  METABOLISM 

01059*  01065   01820   02821*  02to24 
02909*  03326*  03648*  03735*  03736* 
04240*  04241*  04241*  04616*  04618* 
04632*  05524*  05535   05536   05696 
09095   09999*  10002*  10004*  10008* 
PANCREAS  MORPHOLOGY 

00638   00907*  01058*  01673*  01820 
02720   02731    02816*  02824   02910* 
07233   07305*  0780  1 
PANCREAS  NECROSIS 

05405*  06033* 
PANCREAS  NEOPLASMS 

00630*  02415   03309   07803 
09605   09611   09633*  10516 
PANCREAS  NEOPLASMS. BENIGN 

06935   06943   10527 
PANCREAS  NEOPLASMS. MALIGNANT 
00266*  00627*  00631   00632 
00637   00846   00847   01464 
02411   02412   06927*  06938 
08732   08736   09599*  09609 
10629    10530 
PANCREAS  OBSTRUCTION 

07148* 
PANCREAS  PATHOLOGY 

00643*  02408*  08733   08734 
PANCREAS  PERFUSION 

06525*  08210    lOOll* 
PANCREAS  PHCSPHOLIPASE  SECRETION 

01932*  04620* 
PANCREAS  PROTEIN  SECRETION 

00628*  02829   08200*  10007* 
PANCREAS  PSEUDOCYSTS 

02413   02414   07802   08740*  09608 
PANCREAS  RADIOLOGY 
SEE  ALSO   PANCREAS  DISEASE  DIAGNOSIS 
02981    03316   03320   03845   04697* 
05695   06037   06528*  08295*  0832  1 
10154    10626 
PANCREAS  REGENERATION 

01820   01821    02816*  04629*  04630* 
PANCREAS  RUPTURE 

07799   07818 
PANCREAS  SECRETION 

00011*  00085   00174*  00175*  00180 
00189   00907*  00962   01049*  01062* 
01059*  01060   01061   01934*  01945 
01949   02620*  02657   02658   02716* 
02827   02828   02831   02832   02833 
03731*  03732*  03734*  03735*  03737* 
04619*  0462  1*  04622*  04623*  04624* 
04631*  05095*  05121*  05226*  05450* 
06530*  05531*  05532*  05533*  06035* 
06428   06431    06745*  07286*  07473* 
08201*  08206   08208   08750   09085* 
09099   09100   09896*  10010*  10011* 
PANCREAS  SURGERY 

00627*  00630*  01471*  01482   02408* 
04042   04219*  04231   04234   04237* 
06100   05103   05106   05107   05610* 
06937   06941   0780  1   07805   08033 
PANCREAS  TRANSPLANTATION 

04234   05096*  06925*  06928*  06929* 
PANCREAS  TRAUMA 

00644*  00645   02410*  03321 
06104   05105   06936   07817 
PANCREAS  TREATMENT 

03311    04224   04230   05100 
07802 
PANCREAS  TRYPSIN  INHIEITION 

05534*  09090* 
PANCREAS  TRYPSIN  SECRETION 

01051*  01062   02817*  05534*  07308* 
PANCREAS  ULTRASTRUCTURE 

00011*  00906*  00907*  01821   02817* 
03334   03648*  04238*  04629*  04630* 
05422   05625*  06050*  07208*  07230 
10011*  10012* 
PANCREAS. AGE  EFFECTS  ON 

02825   03315   04617*  06317   06428 
PANCREAS. ALCOHOL  EFFECTS  ON 

00644*  01067*  01058*  04239*  04240* 
PANCREAS, CLINICAL  STUDIES  OF 

00643* 
PANCREAS. DISEASES  ASSOCIATED  WITH 

00638   01465   02408*  02417   02418 
PANCREAS, DRUG  EFFECTS  ON 

00174*  00176*  00180   01059*  01935* 
02422*  02816*  02818*  02827   02826 
03308   04616*  04619*  04629*  04630* 
05531*  06034*  06036*  06036*  06426* 
09091*  10004*  10005*  10008*  10013* 


02825  02826 

04238*  04239* 

04626*  04629* 

08209  09086* 

10013*  10014* 

02621*  02715* 

05097*  05422 


0282  9 
0424  0* 
0463  0* 
0909 1* 
10015* 

02716* 
06317 


07804   07806   08730   08731 


00634  00635 
01466  01467 
07800  06025 
lOSlO*  10512* 


00636 
02406* 
0672  9 
10623 


10012*  10537* 


09612 

10508* 

10509* 

05691 

0  5693 

05694 

06737 

08738 

09224 

06429 

00181 

01054* 

01946 

02818* 

03304* 

04248 

04625* 

05485 

06259* 

07  794* 

09088* 


00183 

0  1055* 

01947 

02823* 

03648* 

04615* 

04627* 

06505* 

06426* 

07796 

09096 


02410*  02412 
04251   05096* 
06052*  06057 
09611   10512* 


00186 

01056* 

01948 

02826 

0371 0* 

04617* 

04628* 

0552  9* 

0642  7* 

08197* 

09098 


03739 
05098* 
0693  5 
10649 


06942   10611* 
04229   04230   04466   05096* 

05108   05122*  05131   06046 


0332  1 
05405* 
1000  5* 


02821*  03316 
04632*  05120* 
08207   09603 


08208   10000* 
07040*  10513* 


02419   02420   06043 


01938*  01939* 

02830  02906* 

05505*  05524* 

06932  07208* 


0194  7 
02916* 
0553  0* 
0820  0* 


04616*  05527* 


131(0 


09e21* 


02ei7*  02618* 
046S0*  05102 
0781 1    07816 


03147* 

05116 

08743* 


10550   10716*  10766* 


06032*  06051*  06055   07808* 


01480   03322*  03324*  03325* 
04701*  05119*  05646*  05658* 


PANCREAS. DRUG  TREATMENT  OF 

00649   01466   04255   05122*  06054 
PANCREAS. HORMONAL  CONTROL  OF 

00011*  00176*  00181    00183   00184   00185   00628*  0  1053* 
01054*  01061    01064   01065   01934*  01937*  01938*  01939* 
01941*  01945   01946   01948   03735*  03739   04625*  04631* 
05533*  06426*  06508*  07286*  07303*  08202*  09092*  09093 
09097   09099    10100* 
PANCREAS. NERVOUS  CONTROL  OF 

04619*  05097*  05531*  06304* 
PANCREAS, TOXIC  EFFECTS  ON 

04238*  04241*  06034*  06049   10005*  10006* 
PANCREATECTOMY 

01050*  05107   055S2*  05610*  06374*  07821*  09601 
10510*  10532*  10544 
PANCREATIC  DISEASES. BLOOD  COAGULATION  IN 

09616* 
PANCREATITl S 

00645   01057*  01481    02408*  02615* 
03324*  03557   04244   04246   04250 
05121*  05129   05132   05134   06938 
08744   09827   10338*  10545    10549 
PANCREATITIS  COMPLICATIONS 

03325*  03336   04253   05137 
PANCREATITIS  DIAGNOSIS 

00267*  01198*  01471*  01478 
03327*  04690*  04697*  04700 

06056   06528*  06948*  06952*  06953*  06954 
07036   07499   08735   08745   09197*  09624 
10533*  10535*  10536*  10546    10776 
PANCREATITIS  EPIDEMIOLOGY 

03326* 
PANCREATITIS  ETIOLOGY 

01470*  01476   01478   03323*  04239*  04240*  04256 
05128   05134   060SS   07815   08747   09614* 
10538* 
PANCREATITIS  ETIOLOGY, ACUTE 

06950*  06952* 
PANCREATITIS  IN  CHILDREN 

01471*  03322*  04245 
PANCREATITIS  PATHOLOGY 

05123*  05133   05136   05314   06050*  06055 
PANCREATITIS  PROPHYLAXIS 

06054   08739* 
PANCREATITIS  SURGERY 

03329   03330   03333   04237*  06057 
08751    09619*  09621*  10532*  I0S38* 
PANCREATITIS  TREATMENT 

01477   01478   03325*  03335   0425S 
08739*  08745   08746   08748   08749 
10548 
PANCREAT ITIS. ACUTE 

00643*  00644*  00646   00649 
01479   01482 


06955 
10003* 


531* 


07033 
10009* 


05120* 
10535* 


06948*  06949*  07813 
10544 


06052*  07036 
09617*  10535* 


07815 
10540 


01476 
03334 
04252 
05131 


01477 
03337 
04253 
05133 


01473   01474   01475 
03323*  03325*  03332 


0  1472 

02424 

04239*  04241*  04242*  04243  04245 
04256  04700*  04701*  05120*  05126 
06050*  06056   06057   06058   06059 


06951*  06«52*  06953*  07  0  35   07812   07813   07818 


04249 
05130 
06949* 
07819 


08742*  08748   08749 
09624    09625    10531* 

PANCREAT ITIS. ALCOHOLIC 
03328    10535*  10538* 

PANCREAT  ITIS.CI-RONIC 

00630*  00647   00648 
03330   03331    03333 


09616*  09617*  0962  0*  09621*  09623 
10532*  10533*  10539   10547   10548 


00650   02421*  02423 
04237*  04247   04248 

04624*  04690*  04701*  05097*  05119*  05123*  05124 

05127   05135   05136   05646*  06035*  06051*  06053 

06954   06955   07033   07034   07303*  07808* 

08749   08750   08751    09615*  09619*  09626 

09630   10E08*  10541    10542 
PANCREATITIS. CIRCULATION  IN 

09628    10543 
PANCREATITIS. DISEASES  ASSOCIATED  KITH 

00640*  00650   00804   01474   01476 

07809   07810   07814   07817   09837 
PANCREAT ITIS.DRUG- INDUCED 

01468*  10537* 
PANCREATI Tl S .EXPER I  MENTAL 

00178*  00639*  00641*  00642*  00646 

04235*  04236*  04241*  04242*  04252 


03327*  03329 
04251    04254 


0239S 
10541 


07810 
09628 


02416 
1  0543 


0S125 
06948* 
07815 
09629 


PARACENTESIS. ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
03464*  07480*  07724*  07728* 
PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

04497*  05144*  07014   07024   07128   07198*  07202   07872 
08072   08630   08769   08986*  08986*  08993   08994   08995 
08997   09272   09699   09882   09883   09888   09891    10353 
10860*  10865 
PARASITES. DRUG  TREATMENT  OF 

03597*  04499 
PARASITIC  DISEASE  DIAGNOSIS 

00358   01269   01270   01782*  01800   02184   02185   04500 
04719   06294   07199   08985*  06992    10572* 
PARASITIC  DISEASE  EPIDEMIOLOGY 

06089   06293   07202   08993 
PARASITIC  DISEASE  ETIOLOGY 

00893   01794 
PARASITIC  DISEASE  PATHOLOGY 

00892  00897  01789  01790  01798 
02698  03596*  03598 
05394*  05395  05396 
06289*  06290*  06291 


01468*  01469*  03334 
05122*  05126   06034* 


06430   07807*  0874  0*  08741*  09627 


06036*  06050*  06054 

10540 
PANCREATI T IS. HEMORRHAGIC 

00640*  00642*  01475   02422*  04244 

08746   09621*  10531*  10532*  10535*  10538* 
PANCREATITIS. METABOLIC  CHANGES  IN 

06953*  07807*  09618*  10537*  10542 
PANCREOZYMIN 

00175*  01053*  01065   01945   01946 


04700*  06949*  08741* 


10551 


01948   03735*  04621* 


04622*  04623*  04625*  04626*  04628*  05095*  05121*  06508* 
07095   09066*  09073*  09089*  09618* 
PANETH  CELLS 
06829 


09889   10572*  10857* 


02695 
04498 
06095 
06295 


01  800 
03600 
05397 
06292 


02688 
04301 
05398 
06293 


06297       06298 


6299        08064*    08071 


0268  9 
04448 
05399 
06294 
10859* 


02693 
06495 


03597*    04284 
0664  1        07200 


04299 
0720  1 


00896 
01799 
02699 
07201 
10862 


01795 

01796 

01797 

02  694 

02695 

02697 

06232 

06248 

06287 

10595 

10607 

1063  8 

08067 

08989 

0899  0* 

07128 

08986*  08988*  08993 

09882   09883   09888 


07198*  07202 
0  8994 
09891 


07872 
0899  5 
10353 


10117*  10531*  10809* 


02696 
04957 
06139 
06296 
PARASITIC  DISEASE  TREATMENT 

00891*  01785   01787   01788 
04499   05159*  05397   0S400 
08992    10572*  10857* 
PARASITIC  DISEASE-INDUCED  SECONDARY  MALABSORPTION 

08064*  08999   10198*  10858* 
PARASITIC  DISEASES 
SEE  ALSO   PARASITES  AND  PARASITIC  DISEASES 
00899   01783*  01791   01792 
02687*  02690   02691   02692 
02700   03599   04497*  04957 
09766   09811    10522   10528 
10863   10869 
PARASITIC  DISEASES  IN  CHILDREN 

01784*  01787   06095   06296   07203 
08992   08996 
PARASITIC  DISEASES. DISEASES  ASSOCIATED  WITH 

00555   01796   08070   09398   10857* 
PARASITIC  DISEASES. PARASITES  AND 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SCHISTOSOMIASIS 

04497*  05144*  07014   07024 
08072   08630   08769 
08997   09272   09699 
10860*  10865 
PARATHYROID  GLANDS 

05448*  07563*  09614*  09847*  09861 
PARATYPHOID  FEVER 

SEE   SALMONELLOSIS 
FARIETAL-CELL  ANT  I  BODY .G ASTR I C 

06609*  08390*  10200*  10220 
P ATHCPHYS I OLOGY . MALABSCRPT I  ON 
05924*  07184    08616*  08639 
PAVLOV  POUCH  STUDIES 

07291*  08164*  09188* 
PELLAGRA 

06815*  10849 
PENTAGASTRIN 

00103  00131*  00132*  00133*  00135*  00165  00294  00300 
00486  01027*  01029*  01210  01910*  01911*  01913*  01917* 
01920*  01930  01949  01950*  02097*  02249*  02789*  0279  0* 
02813  02819*  03712*  03762*  04597*  05406*  05502*  06404* 
06405*  06406*  06408*  07089*  08020*  08116*  08138*  08170* 
08190  08191  08192  08198*  08230*  08484*  09060*  09064* 
09078*  09171*  09380*  09383*  09967*  09968*  09975*  0998  1* 
09983*  09986*  09988*  09989*  09994*  1027  1*  10404* 

00017*  01012*  02793*  02794*  05490*  05491*  05514  06411* 
06412*  07294*  07478*  08188   09985*  09995* 

PEPSIN  SECRETION.STOMACH 

00148*  00149*  00150*  00166  00486  01009*  01030*  0190  5* 
01906*  03712*  03713*  05499*  07288*  07293*  08167*  09062* 
09063*  09067*  09070*  09377*  09970*  09971*  09976*  09986* 
09994*  10314   10404* 

PEPSINOGEN  ,„^ 

00017*  03711*  04779*  05407*  07288*  07294*  07295*  08289* 
09209*  09985* 

PEPTIC  ULCER  COMPLICATIONS 

01340*  02250*  03146  03989 
04869 
0833  8 


09490    10406* 


03993 
04892 
08403 


03997  04004  04849* 
04893  05823*  05827* 
08491   09384 


02920*  03985 
04906   07511 


04866   04868   04882 

05836   05840   05853 
PEPTIC  ULCER  DIAGNOSIS 

00304   02097*  02118   02120   02121 

04010   04874   04878   04880   04904 

10330* 
PEPTIC  ULCER  DIAGNOSIS, RADIOLOGY  IN 

07630   08516 
PEPTIC  ULCER  EPIDEMIOLCGY 

00451*  00454*  00457*  00458*  00459*  00461*  03992 

04884   05151*  C5821*  07617*  07634   09406   10317 


03987 
10  324 


1341 


PEPTIC  ULCER  ETIOLOGY 

00454*  00460*  00465  00478  01342* 
022S4*  02255*  02270  02271  02272 
02622  02792*  02794*  02931*  03130* 
03987  04267*  04844*  04848*  04850* 
04891  04907  05768*  05831*  05833* 
C8480*  10305    10313 

PEPTIC  ULCER  IMMUNOLOGY 
04867 

PEPTIC  ULCER  PATHOLOGY 

02269  03995  04862*  05802 
07615*  08498 

PEPTIC  ULCER  PERFORATION 

00458*  00468  01351*  02277 
04893  05821*  05834  05840 
08508   09393    10311    10322 

PEPTIC  ULCER  PROPHYLAXIS 

05832*  05850   09072*  09379*  10271* 

PEPTIC  ULCER  SURGERY 


01360 

02273 

03704* 

04853* 

05857 


01364  02249* 

02280  02320* 

03710*  03982 

04858*  04888 

05860  07617* 


05848 

05852 

05855 

05893 

02281 

03978 

04008 

04890 

05851 

05859 

08492 

08494 

00260* 

00446* 

00447* 

00453* 

0C465 

00469 

00470 

00471 

00473 

00474 

00476 

00477 

01335* 

01336* 

0  1356 

01356 

01359 

02259* 

02260* 

02261* 

02262* 

02263* 

02264* 

02265* 

02266* 

02275 

02276 

02277 

03061  * 

03128* 

03135 

03142 

03145 

03970* 

03971* 

03972* 

03979 

0398  1 

03983 

03990 

03996 

03998 

04000 

04001 

04003 

04019* 

041 17* 

04606* 

04844* 

04846* 

04847* 

04854* 

04857* 

04659* 

04660* 

04665 

04869 

04870 

04872 

04873 

04875 

04877 

04881 

04883 

04886 

04887 

04890 

04892 

04895 

04897 

04900 

04901 

04903 

04905 

04909 

04910 

0491  1 

04973* 

05299 

05636* 

05821* 

05822* 

05823* 

05824* 

05830* 

0583  5 

05838 

05843 

05844 

05846 

05847 

05852 

06691* 

06708 

06713 

06716 

06724 

06726 

07617* 

07626* 

07636 

0764  1 

08490 

08492 

08495 

06507 

08512 

08513 

09389 

C9390 

09391 

09397 

09399 

09403 

09404 

0941  1 

10272* 

10294 

1  0300 

10301 

10303 

10304 

10308 

10321 

10323 

10329 

10330* 

PEPTIC  ULCER  TREATMENT 

00472 

00478 

01336* 

02274 

03119* 

03124* 

03126* 

03128* 

03  133* 

03136 

03137 

03140 

03141 

03143 

03701* 

03973* 

03974* 

03977 

03980 

03988 

03991 

03994 

03999 

04006 

04008 

04009 

04013 

04845* 

04851* 

04652* 

04861* 

04863 

04871 

04875 

04676 

04877 

04679 

04894 

04696 

04698 

04  899 

04900 

04902 

05510* 

05818* 

05819* 

05825* 

05639 

05845 

05846 

05850 

05851 

06733 

06403 

08494 

08501 

08502 

08506 

09377* 

10297 

10302 

10305 

10322 

10323 

PEPTIC  ULCERS 

00259* 

00304 

00439* 

0044  0* 

00441* 

00462 

00463 

00465 

00466 

00477 

00480 

00483 

00490 

00500 

01273* 

01348* 

01363 

01365 

03082 

03120* 

03121* 

03123* 

03127* 

03130* 

03131* 

03134 

03139 

03142 

03144 

03146 

03546* 

03587 

03588 

03594 

03976 

03984 

03986 

04  00  2 

04005 

04  007 

04011 

04012 

04399 

04489 

04492 

04624* 

04779* 

04849* 

04855* 

04856* 

04863 

04885 

04667 

0534  1* 

05342 

05343 

05841 

05854 

05856 

05856 

06623 

06683* 

06691* 

06692* 

06693* 

06697* 

06702 

06707 

06712 

06717 

06723 

07631 

07638 

08467 

08483* 

08486* 

08487* 

08489 

08497 

08504 

08505 

09  296* 

09298* 

09380* 

09383* 

09396 

09405 

09407 

09852 

09925* 

10286 

10302 

10312 

10315 

PEPTIC  ULCERS  IN 

CHILDREN 

02281 

03138 

04848* 

04908 

05850 

09390 

PEPTIC  ULCERS. AGE  FACTORS  IN 

00464 

04884 

08490 

09386 

10295 

PEPTIC  ULCERS.BLEEOING 

00395* 

00424 

00433* 

00470 

00497 

00498 

01328* 

01336* 

04014 

04868 

04882 

04895 

05773* 

CE820* 

05849 

06730 

06732 

07581* 

07645 

08514 

08934* 

09386 

09392 

09417 

01354 
03974*  03999 
C4879   05820* 
09427*  10292 


10281*  10295   10306 
PEPTIC  ULCERS. CIRCULATION  IN 

09409 
PEPTIC  ULCERS. CLINICAL  STUDIES  OF 

08498 
PEPTIC  ULCERS. DISEASES  ASSOCIATED  WlTf 

00144*  00391*  00459*  00479   00647 

02321*  05802   06627   07511   07621* 
PEPTIC  ULCERS. DRUG  TREATMENT  OF 

00438*  00467   00469   00493   00494 

01330*  01331*  01345*  01353 

03137   03967*  03973* 

04861*  04876   04877 

06706   07619*  07642 
PEPTIC  ULCERS, FREEZING  TREATMENT  OF 

06730 
PEPTIC  ULCERS. METABOLIC  CHANGES  IN 

09410   10290 
PERISTALSIS 

01866*  02753*  03818*  04561*  04580* 

05476    08140*  08425   09038*  09040 
PERITONEOSCOPY 

06559   07819 
PERITONEUM 

00067*  00639*  00794 
PERITONEUM  DIAGNOSIS 

00350   01800   02924 
PERITONEUM  DISEASES 

09882 


01351* 
08505 

00495 

01355 

04769* 

05625* 

10313 


0474  7 
09945* 


02253* 
10228 


02  320* 
10298 


00496  01329* 

03126*  03129* 

04845*  04851* 

05645  06686* 
10314 


05412*  05473 
09946* 


05366   05380 


05714   07533    08969 


00834  00835 

03574  03577 

07093*  0801H 

10352  10355 


00837 
03580 
08096 
10363 


PERITONEUM  ENDOSCOPY 

00350   08074   09350 
PERITONEUM  RADIOLOGY 
SEE  ALSO   PERITONEUM  DIAGNOSIS 

07516 
PERITONEUM  ULTRASTRUCTURE 

06096 
PERITONITIS 

00509*  00589 

03568   03569 

05301    05308 

09867   10332* 

10829   10856* 
PERITONITIS  DIAGNOSIS 

05689 
PERITONITIS  ETIOLOGY 

03579 
PERITONITIS  IN  CHILDREN 

05689    10384 
PERITONITIS  TREATMENT 

04034   06283   08011*  08540 
PERITONITIS. BILE 

04439   08920   09813   10775 
PER  I  TON! TIS .EXPERIMENTAL 

08013* 
PERNICIOUS  ANEMIA 

00014*  01651*  01653*  01781 

03700*  03709*  04777*  06524*  07584* 

084E2   09209*  10809* 
PEUTZ- JEGHERS  SYNDROME 


09360   09785   10153   10232    1056  3* 


02314  02473 

04486  05075 

06963  08987* 

10391*  10653 


03509 
0526  9* 
09709* 

loeie* 


02095*  02222*  02791* 
07586*  08390< 


03178 
07657 
10364 


00536   02680   03177 

06740*  06744*  06792 

09454    10358   10359 
PHAGOCYTOSIS 

07163 
PHOSPHATASE .AC  10 

06269 
PHOSPHATASE. ALKALINE 

06540*  07477*  07492*  07530 

10217 
PHOSPHOLIPASE  SECRET  I  ON. PANCRE AS 

01932*  04620* 
PHOSPHOLIPID  METABOLISM 

00177*  07420    10014*  10551 
PHOSPHOLIPID  METABOLI SM. LIVER 

01997   02425*  05217   06334 

09137*  09147   09149 
PHOSPHOLIPIDS 

00314   09652*  09764 
PHOSPHORUS 

07583* 
PHOSPHORUS  ABSORPTION 

09021* 
PHYSICAL  ACTIVITY 

00169   00220   00227 


03257 
07693 
10365 


03267   04052 
08524*  08535 


03  04  6* 
0841  I 


0493  1 
09447 


08266*  09894*  101 10    10122* 


0  64  72 
09651*  10020* 


08226*    08234*     0825  1* 
10045*     10092 


10035*     10560* 


01191   02039   07012   08172*  0942  1 


09914*  10085    10660*  10746 
PIGMENTATION 

00655*  00657*  00760*  01197*  01552 
PINOCYTOSIS 

07207*  09929* 
PITUITARY  GLAND 

03741*  04856*  09637*  10809* 
PLASMA  ENZYMES 

02087*  07824*  08727*  08953 
PLASMA  LIPIDS 

00314   09114*  09710*  10051* 
PLASMA  PROTEINS 

02087*  02746*  03826*  04781*  07250* 
PLATELETS 

06460* 
PLEXUS. CELIAC 

02617* 
PNEUMATOSIS  CYSTOIDES  INTESTINALIS 

00593   02316   06756   07782 
POLYPOSIS 

01720   05030   05033   05054   05066 

09316   09322   09454   09510*  10457 
POLYPOSIS.RECTOCOLONIC 

06836*  07737   08685 
POLYPS 

SEE   PEUTZ- JEGHERS  SYNDROME 
POLYPS. BILIARY  TRACT 

09799* 
POLYPS. DUODENUM 

01390 
POLYPS. ESOPHAGUS 

01280 
POLYPS. GALLBLADDER 

01628 
POLYPS. GASTROINTESTINAL 

03177   03178   05886   10847 
POLYPS. LARGE  INTESTINE 

00574*  00575*  00576*  00607 

03216*  03223*  03257   03266 

05008*  05008*  05009*  05014*  05015* 

05033   0S0S4   05066   05953*  05987 


06859   08449   08528* 


08714   09552 


023  56* 
03267 


03206*  03214* 
04  119*  04  173 
05017*  05030 
06000   06897 


03215* 
04217 
05031 
06908 


09292*  09513*  09535   09556   10429* 


05008*  05014* 


oseee   oe528*  osssi*  oesei   09535 


POLYPS. LARGE  INTESTINE 
CCNT INUEO 

07749   07760   08691 
10457   10459 
POLYPS. RECTUM 

00607   03206*  03221*  03223*  03233   04150 
05015*  0S039   09515*  10429*  10456   10485 
POLYPS. SKALL  INTESTINE 
04052   04173   04931 
10366 
POLYPS. STCMACH 

02238   03076   03083   03098 
04840   0S790   0S799   08438 
10254    10281* 
PORPHYRIA 

00651*  01490*  01491*  01492*  01493* 
03355*  03402  03462*  04275*  04339 
07340*  07481*  07836*  07869  08771 
PORPHYRIN 
05138* 
PORTACAVAL  SHUNT 

00748   00749   01607*  01609*  01919*  02082* 
02559*  02915*  03367 
03470   03471    03472 
05274 
06597 


03905*  04173 
08449   08451 


01550 

06966* 

09635* 


03368  03370  0345  3* 

04265*  04292*  04396 

05554*  06062*  06072* 

07526  07847*  07966 

09644*  09789  10021* 

10667  10670  10725* 

tv,.-  „„^,^   ..   00247  00248  00326 

„.172*  01173*  01608*  02084*  02864*  05152* 

06203   06453*  06518*  06529*  07022  07244* 

08087*  08100   08762*  08764*  08797 
10552*  10600 


05151*  05166 
06196   06203 
09123*  09187*  09275 
10604    10611    10637 
PORTAL  CIRCULATION 

00207*  00243   00246 


07904 

09909    10502* 
PORTAL  HYPERTENSION 

00660*  00677  00741*  00759 
01649*  02431*  02450*  02665 
03468   03471    03472   03477 


00812  01589 

02666  03337 

03479  03480 

04260*  04269*  04388*  04393*  04394*  04395* 

05271*  05275   05283   05324   05327  06089 

08864*  08866*  08999  0979  1 

10592    10594  10630 


08797   08822 

10552*  IC564*  10581* 

10822    10863 
PORTAL  HYPERTENSION  DIAGNOSIS 

00272*  00326   00738*  06978 

09615* 
PORTAL  HYPERTENSION  ETIOLOGY 

04258*  06133   08762* 
PORTAL  HYPERTENSION  IN  CHILDREN 

04286   06105   06109   06117   06126 

10632    10640 
PORTAL  HYFERTENSICN  PATHOLOGY 

06075*  06198    10657 
PORTAL  HYPERTENSION  SURGERY 

01488*  06109   06126   06190*  06196 
07808*  07828*  07675 


04778*  04784 
09303*  10253 


02107*  03354* 
07030  07322* 
09684 


02083*  02444* 

03454*  03455* 

04402  04652* 

06124  06187* 

07967  08754* 

lOiei*  10590* 

10728*  10735* 

00359   00855 
05622*  06075* 
07839*  07868 
08970   09124* 


01646*  01647* 

03455*  03467 

03483  03486 

04400  05148* 

06965*  07953* 

10075*  10543 

10673*  10743 


PRESSURE  STUDIES. MOTILITY 
CONTINUED 

SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

00981*  00986*  01179   01274*  01470* 
02187*  02263*  02381   03681*  04586 
08336*  09798*  09823 
10759*  10791 
PRIMARY  MALABSORPTION 

09491 
PROLAPSE 

01327   06624   08024 
PROLAPSE. RECTUM 

00587   03231    03249 
09541    10465 
S. ESOPHAGUS 
04760   07574 


07479*  07839*  09201*  09240* 


07010   10169    10E54* 


07010 
08807 


06201 

07953* 


09123*  09615*  09644*  09781* 
10570*  10580*  10616    10624    10668 


06205 
08796 
10562* 
10772* 
PORTAL  HYPERTENSION  TREATMENT 

02558*  03469   04257*  04258*  05270*  05273* 
05285   05286   06062*  06198 
PORTAL  HYPERTENSION. CIRCULATION  IN 

02450* 
PORTAL  HYPERTENSION. DISEASES  ASSOCIATED  WITH 

01487*  02190*  02203   022C4   06075*  06105 
POSTNECROTIC  CIRRHOSIS 

08873 
POTASSIUM 

01931   05526*  08115*  08225*  10421    10426* 
POTASSIUM  ABSORPTION 

08126* 
POTASSIUM  METABOLISM 

07150*  10024*  10158* 
POOCH  STUDIES. HEIOENHAIN 

07271*  07287*  07291*  08164* 
POUCH  STUDIES. PAVLOV 

07291*  08164*  09188* 
PREGNANCY 

00640*  00659*  00909*  00952* 

01655*  01851    02401*  02583 

04056   04304 

05188   05661 

06840*  06858 

08703    09381*  09388 

10121*  1031S    10423 


06203  06204 

08754*  08759* 

09789  10SS3* 

10726*  10755 


05274   05281 


00084   00113 

01548   01565 

03830*  04005 

04962   05026 

06516*  06732 

08394*  08599 

10097    10098 

10668    10856* 
PREGNANCY. HEPATI TIS  IN 

02549   07098   07919* 
PRESSURE  STUDIES. MOTILITY 
SEE  ALSO   ANUS  MOTILITY 
SEE  ALSO    BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GALLBLADDER  MOTILITY 


04419*  04432 

05901    06074* 

06952*  07098 

0962  3 

1047  1 


01086*  01503 

03049*  03163 

04466  04596* 

06125  06451* 

07113*  07880 

09706  10045* 

10614  10647 


09944*  09947* 


09279 


01874   01875 
06376*  06378* 
09958*  10138* 


01889 

08136* 

10152 


04137   04143   05025   05968   06011 


08343 


06883 
PROSTHES 
03888 
PROTEASE 

06417* 
PROTEIN  ABSORPTION 

02053*  02054*  02739*  03623*  03640* 
04539*  04540*  04552   04555   04556 
05935   05937   07246*  08135   08616* 
PROTEIN  DEFICIENCY 

01057*  01058*  01842*  02727 
PROTEIN  DIGESTION 

03915   06414*  07462   08166* 
PROTEIN  METABOLISM 

00048*  01929   02079*  02741*  02891* 
05597   05606*  07191   07462   08135 
10096   10111    10113*  10123*  10401* 
PROTEIN  METABOLISM. LIVER 

00693  02009  02010  02464  02469 
02854*  02863*  03343*  03457*  03465 
03789  04267*  04275*  04312  0432  1 
05419  05455  05544*  0S556*  05572 
06321  06333  06434*  06441*  06459* 
07314*  07346*  07385  07396  07416 
09161  09165  09403 
PROTEIN  SECRETION. PANCREAS 

00628*  02829   08200*  10007* 
PROTEIN  SYNTHESIS 

00045*  00176*  01059*  01099   01663* 
02057*  02068   07355   09086*  09174* 
PROTEIN  SYNTHESIS. LIVER 

01084*  01976*  01994   02005   02006 
02874   04647*  05544*  06462*  07316* 
07376   07384   07434   07435   08229* 
09160    10054*  10091 
PROTEIN-LOSING  ENTEROPATHY 

00564    00877   01404   01766   02054* 
04096 


03663   03664 
04975*  05927* 
09022*  09032 


07031    08988* 


02892*  03797* 

08939*  09095 
10542 

02741*  02836* 

03763  03764 

04334  04650* 

05573  05589 

06499  06670 

0790  1*  08237* 


03  66  5 
05933 
0993  7* 


0558  9 
1001  4* 


0284  2* 

0376  9 

04652* 

06314* 

06986 

09155 


01671*    01913*     01938* 
10106 


02007  02008 
07334*  07358 
08253       08867* 


0201  1 
0736  8 
09159 


03203 

04975*     04980 

06824        1039011 


04111*     04456* 
04995       04996 


10847 


00750       01518       03452*    04655       07383 


03203 

0481  1 

06296 
PROTEINS 

00170   02341 
PROTEINS. LI VER 

00019*  00673 
PROTEINS. PL  ASM A 

02087*  02746*  03826*  04781*  07250* 
PROTEINS. SERUM 

00067*  01603*  01758 

03452*  03727   03904 

06063*  06107   06206 
PROTEINURIA 

04360 
PSEUDOCYSTS. PANCREAS 

02413   02414   07802 
PSEUDOMEMBRANOUS  ENTEROCOLITIS 

00886   07  186 
PSYCHOLOGICAL  FACTORS 

00129   00130   00171 

00962*  00991*  00994 

03137   04001    04005 
04848*  05006*  05368 


02340  02649 
0448  1  04488 
05779   05933 


0280  0* 
04781* 
0593  5 


02467   02469 
04693*  04702* 
06258*  09697 


03114  03289* 
05189  05648* 
0982  0   10714* 


0334  5* 
0565  4* 
1075  1 


08740*  09608   09612   10508*  10509* 


00460*  00500 

01348*  01349* 

04040  04103* 

05494*  06052* 


08025   08051    08139*  08394*  08487* 

10854 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PSYCOTHERAPi 

09596 
PYLORI    ANTRUM 

07268*  07627*  09211*  09957*  09961* 
PYLORIC  STENOSIS 

00413   03835*  03901*  03901*  04828 

07577*  07610   07617*  08391*  08394* 

10213    10221    10239 
PYLOROPLASTY 

00442*  00443*  00450*  01357   02260* 

06700*  07611   07622*  06137*  08455 

08515   09283   09288*  09422   10077* 

10309 


00501  00610* 

01350*  02324 

04437  04805 

06158  06757 

08557  06950 


09990*    10215 


06614*    07534* 
06400       08472 


02265*  06649 
06496  06510 
10196*    10197* 


00860 
0311  8* 
04844* 
07194 
10291 


0754  6 
0933  5 


0666  8* 
0851  3 
10282* 


PYLORUS 

00106   00257»  01273*  01884   01685   02096*  02216*  09345 

10148 
PYLORUS  OBSTRUCTION 

01010*  02195   03050*  03159   08623*  10197* 
PYLORUS  SPHINCTER 

00441*  02770   05767*  09944* 


RADIATION  EFFECTS  ON  LIVER 

01555*  06478   06479   06485 
RADIATION  THERAPY  IN  CANCER  TREATMENT 

02199   02200   02201   02202   02378 
RADIATION. TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  ABSORPTION 

TOXIC  EFFECTS  ON  BILIARY  TRACT 

TOXIC  EFFECTS  ON  ESOPHAGUS 

TCXIC  EFFECTS  ON  GASTRC INTEST IN AL 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

TOXIC  EFFECTS  ON  LIVER 

TOXIC  EFFECTS  ON  PANCREAS 

TOXIC  EFFECTS  ON  RECTUM 

TOXIC  EFFECTS  ON  SMALL  INTESTINE 

TOXIC  EFFECTS  ON  STCMACH 

00095*  00347   00702*  00826* 
02200   02309   03565 
04673*  04674*  04964 
06843   07046 
07843*  08040 


SEE  ALSO 

SEE  ALSO 

SEE  ALSC 

SEE  ALSO 

SEE  ALSC 

SEE  ALSC 

SEE  ALSO 

SEE  ALSO 

SEE  ALSC 
00026 
01  571 
04271*  04333 
06368*  06777 
07664   07689 


00028 
01572 


03804* 
05364 
07334*  07402 
08841   09058* 


08434 
RADIOLOGY 

06551 
RADIOLOGY 

07630 


02988 
09302* 


09466   09714*  09937*  10156   10255   10342* 
10642 
RADIOISOTOPE  STUDY  TECHNIQUES 
SEE  ALSO   TRACER  STUDIES 
07820* 
RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

03848   07580*  08309   10151    10358 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

06561   06687*  06909   06979   07604 
08766*  09367   09674   09793* 
IN  JAUNDICE  DIAGNOSIS 
10669 

IN  PEPTIC  ULCER  DIAGNOSIS 
08516 
RADIOLOGY  IN  ULCERATIVE  COLITIS  DIAGNOSIS 

08722* 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
01701   01715   01716   02124 
07162   07195   07520   08663 
RADIOLOGY. ANUS 

SEE   ANUS  DIAGNOSIS 
RADIOLOGY. BILIARY  TRACT 
SEE  ALSC   BILIARY  DISEASE  DIAGNOSIS 

00333  00341  00626*  00776*  01203*  01247 
01257  01258  01262  01645  02157  02158 
02585  02586  02594  02976 
03854  04421*  04707  06246 
RADIOLOGY .DUODENUM 

00297   00497   02118   02137 
07750   08315   08404   08447 
09442   09609   09794*  10330*  10798 
RADIOLOGY. ESOPHAGUS 

00279  00373  01290  02110 
03032  03892  04699*  04742 
06575  06576  06577  06601 
07538*  07551  07552  07565 
09241*  09242*  09250  09272 
10187  10194 
RADIOLOGY. GALL BLADDER 
SEE  ALSO   GALLBLADDER  DISEASE  DIAGNOSIS 

00336   00337   00786   00824   01253   01256 


00924  01455 

04024*  04258* 

05607*  06337 

07449*  07463 

09165  09167 

10430*  10445 


07614   07823*  08014* 


02679 
09219 


03511 
09826 


02275 
08581 


03861 
09624 


03512 


03161 
08597 


01248  01254 
02161  02164 
03517   03839 


07525   07682 
09432*  09438 


02212 
05383 
06604 
07573 


02965* 

05472 

06605 

08344 

10138*  10139 


02106* 

02169 

02939 

02963 

02567 

03532 

03853 

03858 

04417* 

04428 

04446 

04454 

05660* 

05708 

057  10 

06222* 

06534* 

08004 

10790 

RADIOLOGY 

.GASTROINTESTINAL 

SEE  ALSO 

GASTROINTESTINAL  DIAGNOSIS 

00107 

00345 

.00346 

00347 

00851 

00859 

01710 

01714 

02166 

02173 

02175 

02160 

0294  1 

02944 

02972 

04093 

04490 

04493 

05660* 

05667 

05713 

06527* 

06546 

06744* 

08302 

08325 

08331 

09230 

09283 

09855 

RADIOLOGY 

.LARGE 

INTESTINE 

00318 

00319 

00567* 

01226 

01227 

01228 

0  1452 

02128 

02129 

02130 

02131 

02132 

02934 

02945 

03226* 

03255 

03261 

03303 

04167 

05034 

05036 

05063 

05685 

05999 

06833* 

06835* 

06837* 

06838* 

06857 

06864 

06876 

06879 

06880 

06908 

06909 

0691  2 

07748 

07780 

08644* 

08659* 

08710 

0871  1 

09521* 

09523* 

09576 

10146 

10340* 

10341* 

02977  03016 

0E74S  06537* 

07519  07536* 

08364  09240* 

10168  10186 


01261  01643 
03544  03841 
05297*  05311 
08892   08915 


01267  01277 

02183  02317 

04709  04711 

07527  08032 

10381  10816* 

01230  01231 

02133  02923 

03863  04102* 

06376*  06564 

06876  06877 

06913  07494 

08722*  09520* 

10449  10464 


10492   10500*  10502* 
RADIOLOGY. LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 

00328  01241  01242  01243 
02836*  02866  02914*  02929 
02953   02955   02958   02959 


RADIOLOGY.LIVER 
CONTINUED 

02990   03344*  03360 

03845  03859 

04692*  04708 

05702  05704 


03844 
043  05 
05701 
06124 
08300 
09226 


03400  03479 

03862  04282 

05155*  05184 

05705  05709 


03483 

04283 

05202 

06087 

07979* 

09205* 

10577* 


07003   07823*  07857   07878 
08327   08768*  08794   08806 
09655*  09887   10563*  10572* 
RAD lOLOGY . MESENTERY 

05686   07173 
RADIOLOGY .PANCREAS 
SEE  ALSO   PANCREAS  DISEASE  DIAGNOSIS 

02981    03315   03320   03845   04697*  05691 
05695   06037   06528*  08295*  08321   08737 
10154   10525 
RAOI CLOGY. PERITONEUM 
SEE  ALSO   PERITONEUM  DIAGNOSIS 
07516 
R  AD  I  OL  OG  Y  •  R  EC  TUM 

03270   06845   06907   06910   08687 
RADIOLOGY. SALIVARY  GLAND 

04460*  09223   09224   09869 
RADIOLOGY. SMALL  INTESTINE 
SEE  ALSO   SMALL  INTESTINE  DISEASE  DIAGNOSIS 
00310   00318   01218   02100*  02119 
02897*  02942 
04070*  04075 
05383   05682 
06814*  06954   07498 
10337*  10340*  10341*  10351 
RADIOLOGY. STOMACH 
SEE  ALSO   STOMACH  DISEASE  DIAGNOSIS 

00297  00396  00423  00447*  01212 
01218  01297*  01327  01879  02116 
02771  02931*  02960  02964  02980 
03123*  03612  03835*  03836*  03860 
04713  04800 
05672  05673 
06533*  06562  06629 
06673  06675  06676 
08315  08388*  08404 
09304*  09333  09365 
10157  10197*  10218 
RADIOTHERAPY 

00424   07088*  09937*  10Z55 
RADICTHERAPY  IN  CANCER  TREATMENT 

01288   01289   01436   01439   01467 
07569   08363   09146   10191 
RECTOCOLONIC  POLYPOSIS 

06836*  07737   08685   08714 
RECTUM 
SEE   HEMORRHOIDS 
SEE   ULCERATIVE  COLITIS 
RECTUM  ANOMALIES 

03217*  03218*  03237 
RECTUM  BIOPSY 

00618   06839*  06856 
09594   10434* 
RECTUM  CANCER 
03233   03238 
03278   03280 
04151    04152 


03823 

04286 

05296* 

061  04 

08297 

09218 

10578* 


0383  3* 
04  291 
0565  6* 
061  16 
08299 
09  22  4 
1062  1 


05693 
08738 


05694 
09224 


00309 
02318 
04045 
04937 


00286 
01217 
0  22  75 
03104 
04232 
05670 


02973  02974 

04102*  04232 

06536*  06734 

08530*  08598 


04855*  05383 
05675   05776 


06631 
06727 
08414 
09367 
1022  2 


06632 
07589 
08446 
09369 
10235 


03164 

04536* 

06751 

06608 


05664 
05841 
0664  0 
07  60  1 
08450 
09385 
10242 


10539   10548 


01519 
10430*  10447 


09552 


04188       0  5642*    06851 


06914*     07497        07725* 


02122 

03327* 

04557 

06796 

09483* 


01214 
021  18 
03  086 
03664 
05667 
06384 
06671 
07612 
08457 
09672 
10281* 


01520 
10816* 


06896 
09471* 


02127 
04039 
0469  5* 
06797 
10  33  4* 


01216 

02137 

03089 

03  86  6 

05668 

06525* 

06672 

07632 

0925  3 

0994  6* 


03239 
03281 
04153 


03247   83248   03269 
04110*  04116*  04118* 
04155   04156   04169 


04205*  05008*  05015*  05017*  05050 


069  03 
10481 


07766 
10493 


01704 

02145 

02487 

02619* 

02933 

02940 

02947 

02946 

02962 

02982 

02985 

02986 

05996   06834*  06894 

09569   10478   10480 
RECTUM  CYSTS 

10495 
RECTUM  DIAGNOSIS 

04150   05644*  05683 
RECTUM  DISEASES 

00599   04124*  04197 

07771    08704   09586 
RECTUM  ENDOSCOPY 

06910 
RECTUM  FISTULAS 

00588   06845   06896   10435* 
RECTUM  HISTOLOGY 

00573*  00584   04197   04523   06911 
RECTUM  IN  CHILDREN 

05068   05968   05996 

09557   10467 
RECTUM  INJURIES 

02392   05070   07758 
RECTUM  MORPHOLOGY 

00021*  04523   07214 
RECTUM  MOTILITY 

00122   01006 
RECTUM  MUCOSA 

02387   02390 
RECTUM  NEOPLASMS 

01437   01436 
RECTUM  NEOPLASMS. BENIGN 

06650   06853   07723* 


0594  8* 
09529 


03270 
041 19* 
04171 
05950* 
09540 


0774  1 
09564* 


03276 
04  12  1* 
04183 
0595  4* 
09558 


06653 

06889 

0691  1 

08695 

09SS9 

05683 

06681 

06890 

06895 

0774  6 

10433* 

10453 

06856       06863       06888       06902       0774  1 


01421*    01894        03694 


04558 


02389       06888       07729*    06671 


03249 
10465 


06907    06910   08687 


03247 
04  183 


03269 
04193 


06902 
09529 
1  0480 


07723*  07729* 
09540   09569 


04156   04193   05070   05954*  10432* 


04758 
07557 
10173 


RECTUM  NEOPLASMS. MALIGNANT 

00584   00585   00607    02130   02351* 
06836*  06844   06846   06889   07733 
07759   07775   08697   09508*  09518* 
10437*  10447    10456    10473 
RECTUM  NECPLASMS, VILLOUS 

07774   08716   09560   10485 
RECTUM  POLYPS 

00607   03206*  03221*  03223*  03233 
05015*  05039   09515*  10429*  10456 
RECTUM  PROLAPSE 
00587   03231 
06883   09541 
RECTUM  RADIOLOGY 

03270   06845 
RECTUM  SURGERY 

00566*  03217*  03231 
04152    04153   04182 
06011    06852 
08054   08677 
10465   10478 
RECTUM  TRAUMA 

00566*  01454 
RECTUM  TREATMENT 

03248   03281 
RECTUM  ULCERS 

03246    10435* 
RECTUM. AGE  EFFECTS  ON 

07214 
RECTUM, TOXIC  EFFECTS  ON 

01  455 
RECURRENT  ULCER. GASTRECTOMY- INDUCED 

04860*  07624*  08503 
REFLUX. ESOPHAGUS 

00281   00364*  00365*  00366*  00367* 
01276   01297*  02187*  02188*  02189* 
03001*  03004*  0300S*  03009*  03014 
03044   03869*  03870*  04724*  04725* 
04733*  04734   04747   04748 
05751    06584    06602   07549 
09966*  10138*  10165*  10170 
REGENERATION. LARGE  INTESTINE 

05013*  05612 
REGENERATION. LIVER 

00199*  00201*  00202*  00205*  01088* 
01150   01151    01152    011S3   01154 
02461    02506   02510   02839*  02840* 
02861*  02864*  02865   02866   03740* 
03748*  03750*  C3751*  03753*  037E9* 
03787   04636*  04652*  04656 
05558*  05561    05563   05571 
06471    06478   06487   06492 
07335*  07347*  07376   07378 
08258   08263   08828*  09111*  09119* 
09168   09632*  09638*  09908   10025* 
10090 
RE GENERATION. PANCREAS 

01820   01821    02816*  04629*  04630* 
RE GENERATION. STOMACH 

05506*  05607*  09895* 
REGIONAL  ENTERITIS 

00541*  00544   01680*  01714   02320* 
02382   02396*  03182*  03183   03184 
04044   04069*  04070*  04071*  04072 
04076   04794   04966*  04967*  04969 

05916  05918   05919    C5980   06013 
07790*  08601*  08606   08643*  08743* 
10395 

REGIONAL  ENTERITIS  DIAGNOSIS 

04968*  05911*  05920 
REGIONAL  ENTERITIS  TREATMENT 

05917  06021* 
REGIONAL  ENTERITIS. DISEASES  ASSOCIATED 

02099*  02319*  0232S   04968*  0E914* 
08743* 
REGIONAL  ILEITIS 

01794   06802   06807   07570   07704 
RESECTION-INDUCED  SECONDARY  MALABSORPT 

06737*  06786   06818*  07705*  08520* 
RESPIRATORY  COMPLICATIONS 

06580   06588   06594   0659S   07539* 

08524*  09277   09358   10585* 
RESPIRATORY  SYSTEM 

03870*  07469   07621*  08757*  09042 
RETICULOENDOTHELIAL  SYSTEM. LIVER 

05404*  07314*  07319*  07843*  08765* 
RHYTHM. CIRCADIAN 

00018*  00235   01090*  01095   01807* 

08283   08995   09929*  09954*  10017* 
ROTORS  SYNDROME 

10612 
RUPTURE. DIAPHRAGM 

0393S   10650 


02376 
07735 
09559 


04150 
10485 


02390  02391 
07743  07753 
09568   10429* 


05008*  05014* 


0413'?   04143   05025   05968   06011 


03277 
05025 
07739 
0957  0 


03278  04135 

05050  05950* 

07778  07785 

10428*  10437* 


05S39* 
05587 
06497 
07379 


0038  1 

02992* 

03015 

0472  8* 

04763 

08136* 


01090* 

01977* 

0284 1* 

0374  1* 

03763 

0S54S* 

05593 

07038* 

07443 

0914  8 

10082 


00382  00384 

02996*  02997* 

03018  03022 

04730*  04732* 

05721*  05731 

08335*  09247 


01091* 

02045 

02854* 

03743* 

03765 

05549* 

06435* 

07147 

07446 

09159 

10087 


01092* 

02046 

02860* 

03747* 

03781 

05556* 

06461* 

07323* 

08217* 

09164 

10089 


02  32  2* 

03287* 

04073 

0591 3* 

06746* 

09476 


WITH 
07704 


02323  02324 

03295  03296 

04074  04075 

05914*  05915* 
07670  07699* 
10391*  10392* 


08601*  08643* 


08605* 
ION. INT 
1041  8 


09925* 
eSTINAL 


07956*     08367        08456 


0988  9 
09506 
06484 


10298 

10091        10623 

07380        08151* 


02195 
10172 


03872        03681        04750        0657  0* 


04468       06106       07006        07899*    07900*     08836 


07472*     08153*     08157 


08938*    09591        09992* 
09054*    09055*    10815* 


07470        07471        08151*     08152* 


05417* 


RUPTURE. DUODENUM 

07676   07678   10357 
RUPTURE. ESOPHAGUS 

00360*  01276   02193 

07554   07555   0756  1 
RUPTURE, LI  VER 

01503   04304 

09706 
RUPTURE .PANCREAS 

07799   07818 


SALIVA 

00123   00128   02782*  04593*  07470 
08158   09951*  09992* 
SALIVARY  GLAND  BIOCHEMISTRY 

07797 
SALIVARY  GLAND  CHEMICAL  COMPOSITION 

00125 
SALIVARY  GLAND  DISEASES 

00841    03566   04460*  08831 
SALIVARY  GLAND  ENZYMES 

02781*  05417*  08152*  08156 
SALIVARY  GLAND  HISTOLOGY 

01830   06400   08156 
SALIVARY  GLAND  IMMUNOLCGY 

06399*  08155* 
SALIVARY  GLAND  METABOLISM 

01902*  01904   03695*  03696 
08157   08160 
SALIVARY  GLAND  MORPHOLOGY 

00022   00023   00912   00913 
SALIVARY  GLAND  NEOPLASMS 

00839   00840   04199   04457*  09869 
SALIVARY  GLAND  NEOPLA SMS .MALI GNANT 

00762*  01725 
SALIVARY  GLAND  RADIOLCGY 

04460*  09223   09224   09869 
SALIVARY  GLAND  SECRETION 

00123   00124   00125   00126 
00842   01847*  01901 
03685   03695*  03696 

06399*  06402*  06416*  07472*  07474*  08152* 
09052*  09054*  10121*  10815* 
SALIVARY  GLAND  SURGERY 

00842 
SALIVARY  GLAND  ULTPASTRUCTURE 
00911    00914   03695*  04517 
08160 
SALIVARY  GLANDS  IN  CHILDREN 

108  15* 
SALIVARY  GLANDS. DISEASES  ASSOCIATED  »I TH 

00825* 
SALIVARY  GLANDS. DRUG  EFFECTS  ON 

04593*  06303* 
SALIVARY  GLANDS, NERVOUS  CONTROL  OF 

08090   09052* 
SALMONELLOSIS 
SEE  ALSO   TYPHOID  FEVER 

01773   01775   02633   02643   09842*  09853 
SALMONELLOSIS  CARRIER  STATE 

06300   09879 
SALMONELLOSIS  DIAGNOSIS 

02610*  09844* 
SALMONELLOSIS  EPIDEMIOLOGY 

01776   02671    07165 
SALMONELLOSIS  IN  CHILDREN 

0  5349 
SALMONELLOSIS  PATHOLOGY 

04210*  04211*  04212*  06266   06300   076S6* 
SALMONELLOSIS  TREATMENT 

07093*  09879 
SALT  ABSORPTION, BILE 

00942*  00958*  07254*  07982*  08113*  09912* 
SALT  METABOLISM, BILE 

04648*  08521*  10020*  10120*  10586* 


00127  00128 
01902*  01903*  01904 
03697   04592*  04593* 


00129 
02781* 
05489* 
08154* 


00130 
0278  2* 
0639  8* 
0815  5* 


05484   06303*  07471    08090 


08432 


SARCOIDOSIS 

00513   00677 

08350 
SARCOMA 

07660 

10764* 


01487*  05639*  05914*  06916* 
08795   09478   10555* 


07164   07860 


07972*  08383   08397   08736   10249    10523 


07775 
10816* 
SCANNING, SCI  NT  ILLATION 

00269*  00327  00691   01244 

02136   02142  02144   02148 

03833*  03840  03842   03843 

04283   04305  04322   04557 

05202   05296*  05647*  05652*  05668 

05700   05702  05705   06042 

06523*  06535*  06540*  06552 

06931    06932  06967*  06981    06983 

07517   07529  07872   07949   08299 

08710   08770  08806   09218   09224 

09674   10154  10222   10578*  10621 


01245   01246 

02149   02181 

03844   03845 

04708   04713 

05691 

06052*  06084 

06560   06561 

06984 

08300 

0922  6 

10636 


021  14 
02182 
03862 
04720 
05694 
061  14 
06565 
071  18 
08321 
09610 


02135 
0382  7* 
04279 
05184 
0569  5 
0636  9* 
06S66 
0749  1* 
0832  7 
09656* 


01244 
02148 

03843 
04557 


07949 
09218 
10ST8* 


03561   03891    10610* 


SCHISTOSOMIASIS 

02185   02694   03914   05396 
09881    10642   10861 
SCHISTOSOMIASIS  DIAGNOSIS 

00359   01791    10636 
SCHISTOSOMIASIS  IMMUNOLOGY 

02691 
SCHISTOSOMIASIS  PATHOLOGY 

03596*  04497*  05144*  0629  1 
09886   10750   10866   10867 
SCHISTOSOMIASIS  TREATMENT 

00898   03597* 
SCINTILLATION  SCANNING 
00269*  00327   0C691 
02136   02142   02144 
03833*  03840   03842 
04283   04305   04322 
05202   05296*  05647*  05652* 
05700   05702   05705   06042 
06523*  06535*  06540*  06552 
06931   06932   06967*  06981 
07517   07529   07872 
08710   08770   08806 
09674   10154   10222 
SCLERODERMA 

00872   01711 
SECRETIN 
SEE  ALSO   PANCREAS 

00087*  00148*  00175*  00186 
OlOSS*  01065   01910*  01911* 
01960*  02154   02818*  02828 
04624*  04625*  04626*  04627* 
05121*  05499*  05530*  05533* 
07286*  07303*  07307*  07310* 
08208   09067*  09073*  09094 
09981*  09983*  lOOOI*  10010* 
SECRETION  DISORDERS. STOMACH 

06524*  08474   09209*  1 02S0 
SECRETION  IN  DISEASE-STOMACH 
03130*  06695*  06712   06735 
09830   10265 
SECRETION  STUDY  TECHNIQUES 

00123   00124   00186   00189 
09202* 
SECRETION  STUDY  TECHN lOUES . STO 
00354   01195*  04611    04614 
09969*  09988*  09993*  09998 
SECRET  I ON.E I  CARBONATE 

05498* 
SECRETION, BILE 

00187   00194*  00197*  00792 
01076*  01077*  01080*  01086* 
01956*  01959*  01961*  01968* 
02850*  03710*  03744*  03755* 
04642*  04667   05529*  06446* 
06463*  06473   06480   06496 
07326*  07348*  07349*  07473* 
08246*  08266   08884*  09089* 
09122*  09136*  09645*  09896* 
10064*  10088   10120* 
SECRETION, DRUG  EFFECTS  ON  BILE 
02591    03757*  06465*  07315* 
SECRETION, DRUG  EFFECTS  ON  STOM 
00133*  0013S*  00136*  00140* 
00155   00160   00161   00393* 
01020*  01021*  01023*  01024* 
01032*  01033*  01040   01041 
01923   01924   02785*  02787* 
02803   02805   02807   02808 
03133*  03701*  03703*  03708* 
04603*  04609*  04610   05485 
05510*  05515 
06410*  06420 
08184*  08489 
09997 
SECRET  I ON, DUODENUM 

01914*  02048*  02789*  07307* 
SECRET  I  ON, ELECTROLYTE 

01 161*  10121* 
SEC  RET  I ON, GALL BLADDER 

01363   01958*  02578*  02596 
SECRET  ION, GASTROINTESTINAL 

00167   00887   01177*  01178* 
02658   02783*  02784   02904* 
SECRETION, HORMONAL  CONTROL  OF 
00167   01026*  01910*  01949 
SECRET  ION, HORMONAL  CONTROL  OF 
00156   00164   00486   OIOII* 
01042   01906*  01909*  01911* 
01950*  02048*  02249*  02252* 
03956   04853*  04856*  04907 
07281*  07289*  07292*  08165* 
09960*  09991*  lOlOO*  10107 


06089   08068   08996   08999 


08065*  08066*  08073   09660 


0124S 

02149 

03844 

04708 

05668 

06052* 

06560 

06983 

08299 

09224 

10621 


01246 
02181 
03845 
04713 
0569  1 
06084 
06561 
06984 
08300 
09226 
10636 


021  14 
02182 
03862 
04720 
05694 
06114 
06565 
07118 
08321 
09610 


02135 

03627* 

04279 

05184 

05695 

06369* 

06566 

07491* 

08327 

09656* 


01037  01053*  01054* 

01916*  01948   01949 

04531*  04597*  04606* 

0463  1*  04685   05095* 

06301*  06508*  0  7  089* 

08192  08198*  08205* 

09213*  09618*  09968* 

10101*  10103* 


07583*  07584*  07586* 


00190   07474*  08206   08232* 


00  187 

01915* 

02830 

04628* 

05646* 

08177* 

09138* 

10100* 


05519  05820* 
06690*  06696* 
09069*  09070* 


MACH 
0640K 
10261 


00793 

01  142 

02038 

03760* 

06448* 

06508* 

07867 

09092* 

10026* 


07338* 
ACH 
00142* 
00485 
01025* 
01334* 
02792* 
02809 
03714* 
05467* 
05832* 
06704 
09072* 


06414*  06524*  06735 


01026*  010 

01 145  01 1 

02249*  02 

03771  042 

06449*  064 
07095 

07973*  082 

09104*  091 
10034* 


182 


100 


71*  01072* 
01949 
02644* 
04637* 
50*  06452* 
04*  07310* 
19*  08232* 
OS*  09120* 
37*  10044* 


08244*  08884*  09153 


00147* 

00486 

01027* 

01347* 

02798* 

0281  1 

03723 

05488* 

06401* 

07280* 

09081 


00149* 

01009* 

01C28* 

01 862* 

02799* 

02814 

0  37  28 

05505* 

06405* 

07290* 

09171* 


00150* 

01017* 

01031* 

01920* 

02801 

03054* 

03729 

05508* 

06409* 

07298 

09994* 


09068*  09173*  10107 


07339*  09805* 


01  186 
0  4  594 


01189   01199*  02657 
06418   07461   08159 


STOMACH 
01027* 
01912* 
02254* 
05857 
08171* 


€1030*  01040   01041 

01915*  01919*  01930 

02256*  03703*  03956 

06405*  06410*  06413* 

08185*  08192   09061* 


00189 

01059*  01060 

01949 

02827 

0  3731 


05530* 
06426 


0730  3* 


01053*  01057*  01063   01933* 
02816*  02817*  02822*  08198* 


SECRET  ION, HORMONAL  CONTROL  OF  STOMACH  ACID 

00131*  00132*  00133*  00136*  00137*  00143*  00145*  00146* 
00148*  00157   00158   00159   00163   00165   00166   01913* 
01914*  01916*  05496* 
SECRETION, LARGE  INTESTINE 

02351*  06515   07459   10106* 
SECRETION, LIVER 

03742*  06496   07370   10024*  10032*  10092 
SECRETION, LIVER  ENZYME 

09639* 
SECRET  ION, NERVOUS  CONTROL  OF  STOMACH 

00154   01015*  01018*  03702*  04853*  05466*  05493*  05497* 
05502*  05628*  06413*  07283*  08161*  08187*  09065*  09075* 
09976* 
SECRET  I  ON, PANCREAS 

00011*  00085   00174*  00175*  00180   00181   00183   00186 
00907*  00962   01049*  01052*  01054*  01055*  01056* 

01061   01934*  01945   01946   01947   01948 
02620*  02657   02656   02716*  02818*  02823*  02826 
02828   0283  1   02832   02833   03304*  03646*  03710* 
03732*  03734*  03735*  03737*  0424B   04615*  04617* 
04619*  04621*  04622*  04623*  04624*  04625*  04627*  04626* 
04631*  05095*  05121*  05226*  05450*  05465   05505*  05529* 
05531*  05532*  05533*  06035*  06259*  06426*  06427* 
06431    06745*  07286*  07473*  07794*  07796   08197* 
08201*  08206   08208   08750   09085*  09086*  09096   09096 
09099   09100   09896*  10010*  10011* 
SECRETION, PANCREAS  AMYLASE 

00268*  00639*  01050*  01936*  02817*  02820*  04615*  04617* 

04689*  04690*  05119*  05123*  05526*  08203*  09999*  10009* 

SECRETION, PANCREAS  BICARBONATE 

00182   01910*  01911*  01935*  01941*  01942*  02134 
08197*  08196*  08201*  09089*  09092*  09213*  10007* 
SECRETION, PANCREAS  ELECTROLYTE 
00626*  01941*  01942*  08205* 
SECRET  ION, PANCREAS  ENZYME 

00176*  00177*  00178*  00185 
01936*  01937*  01939*  01943 
08202*  08204*  06207   09092*  09620*  10008*  10012*  10013* 
10014*  10339* 
SECRET  ION, PANCREAS  LIPASE 

00179*  00188   02815*  03734*  03736*  03737*  04616*  05527* 
05537   06203*  09089*  09618*  09999* 
SECRET  ION, PANCREAS  PHOSPHOL IPASE 

01932*  04620* 
SECRETION, PANCREAS  PROTEIN 

00628*  02829   06200*  10007* 
SECRETION, PANCREAS  TRYPSIN 

01051*  01062   02817*  05534*  07308* 
SECRETION, SALIVARY  GLAND 

00123   00124   00125   00126 

00642   01847*  01901   01902*  01903*  01904 
03685   03695*  03696   03697   04592*  04593*  05469*  06398* 
06399*  06402*  06416*  07472*  07474*  08152*  08154*  08155* 
09052*  09054*  10121*  10815* 
SECRETION, SKALL  INTESTINE 

00007*  00061*  00236   01160*  01161*  01162   01369*  02608* 
02886*  02900   03697   03713*  03796*  03806   03814        " 
04508*  04582*  04594   04599*  04670*  04685 
06301*  06340   06507*  06510 
06582   09003*  10007*  10106*  10339 
SECRET  ION, STOMACH 

00162   00169   00170   00477 
01023*  01029*  01037   01039 
01325   01335*  01346*  01909*  01917*  01919*  01920*  01920* 
01921    01922   01925   01927   01928   01930   01930   01931 
02219*  02222*  02247   02255*  02270   02271   02744*  02785* 
02789*  02793*  02794*  02795*  02797*  02799*  02803   02604 
02806   02806   02809   02810   02613   03114   03604*  03697 
03719   03720   03723   03727   03614   04594   04610   04613 
04614   04816   05350   05485   05489*  05492*  05498*  05505* 
06305*  06410*  06416*  06606*  07226   07271*  07282*  07283* 
07285*  07286*  07291*  07300   07602   07625*  08116*  08129* 
08161*  06163*  06174*  08190   08191   06192   06193   08195 
06415   08470   08483*  08484*  09059*  09064*  09065*  09066* 
09068*  09082   09215   09320   09374   09935*  09987*  09990* 
09996   10265   10268*  10296   10783 
SECRETION, STOMACH  ACID 

00134*  00138*  00139*  00141*  00142*  00144*  00147*  00150* 
00152*  00153   00168   00294   00300   00301   00302   00367* 
00383   00444*  00448*  00449*  00451*  00492   00625*  00727 
00918   01011*  01013*  01014*  01015*  01016*  01016*  01022* 
01026*  01034*  01035*  01195*  01209   01274*  01300*  01329* 
01343*  01344*  01905*  01906*  01907*  01908*  01910*  01912* 
01916*  01923   01924   01931   01935*  02117   02134   02252* 
02253*  02272   02756*  02785*  02786*  02787*  02768*  02790* 
02791*  02792*  02798*  02800*  02801   02602   02805   02807 
02811   02812   02614   02650*  02916*  02931*  02949   03048* 
03081   03107   03121*  03123*  03127*  03128*  03129*  0313  0* 
03132*  03133*  03143   03145   03567   03588   03698*  03699* 
03701*  03702*  03703*  03705*  03706*  03707*  03706*  03710* 
03712*  03713*  03714*  03715*  03716*  03717*  03721    03724 
03726   03730   03826*  03856   03903*  03904*  03912*  03937 
03941   03972*  03987   04267*  04507*  04596*  04599*  04602* 
04604*  04606*  04609*  04611   04612   04769*  04774*  04775* 
04779*  04783   04786   04616   04628   04844*  04848*  04852* 


00127        00128 


00129        00130 
02781*     02782* 


0361  5 
04774*     06035* 


0*    07153*     07247*     07459        08169* 


00495        01010*    01012* 
01043        01060       01208 


01019* 
0130  1* 


isxe 


SECRETION, STOMACH  ACID 
CONTINUED 

04853*  04866*  04859*  04862* 
05314  05340*  05341*  05435* 
05495*  05496*  05497*  05498* 
05504*  05507* 
05516  05517 
05768*  05773* 
05832*  05838 
06402< 


05509* 

05519 

05779 

05854 


06419 


05518 
5777 
05853 
06403*  06404*  06405* 
06420   06422   06669 
07287*  07289*  07290*  07292* 
07616*  07621*  07630    07635 
08169*  08171*  08173*  08174* 
08181*  08184*  08185*  08186* 
08427    08477*  08480*  08489 
09063*  09067*  09069*  09070* 
09078*  09171*  09211*  09231 
09383*  09399   09475   09842* 
09970*  09973*  C9974*  09975* 
09981*  09983*  09986*  09988* 
09997    09998    10167*  10198* 
10273*  10278*  10283*  10317 
SECRETION, STOMACH  ELECTROLYTE 
00139*  00140*  00150*  00164 
09063*  09067*  09084   09976* 
SECRETION, STCMACH  LIPASE 

01036*  01347* 
SECRETION, STCMACH  MUCUS 

00002*  00012*  00013*  00161 
01045   03705*  06686*  06698* 
08479*  09077*  09830    09979* 
SECRETION, STOMACH  PEPSIN 

00148*  00149*  00150*  00166 
01906*  03712*  03713*  05499* 
09063*  09067*  09070*  09377* 
09994*  10314    10404* 
SECRETOR  STATUS. BLOCD  GROUP 

06399*  07477*  08517    09987* 
SEROLOGICAL  DIAGNOSIS 

09763    10149 
SEROTONI  N 
SEE  ALSO   CARCINOID  SYNDROME 
01341*  04502*  04645*  06372* 
SERUM  AMYLASE 

00268*  01198*  03355*  09087* 
10137*  10533*  10536* 
SERUM  BILE  PIGMENTS 

02447*  02835*  04311    04704* 
10073*  10612   10613   10617 
SERUM  BILE  PIGMENTS  IN  JAUNCIC 
00274*  02845*  02851*  04419* 
SERUM  CHOLESTEROL 

02578*  02745*  03421*  03426* 
07465    07531    0  7711*  07973* 
SERUM  ELECTROLYTES 

06162*  06194*  06722 
SERUM  ENZYMES 

01342*  01945 
04317   04368 
04854*  05119*  05210*  05523 
06168*  07011   07094 
08935*  08936*  09788 
SERUM  ENZYMES, L IVER 
SEE  ALSO   ALKALINE  PHOSPHATAS 
SEE  ALSO   LIVER  DISEASE  D I AGN 
00274*  01050*  06443*  06526* 
07506   07622*  07831*  07834* 
10085   10574*  10629   10630 
1081 1* 
SERUM  HEPATITIS 
00709*  00714 
01596   02521 
03422*  03423 
04345*  04347*  04348*  04352 
04374   04691*  05220*  05221* 
06169*  06170   06181   06184 
07910*  07915*  07917*  07918* 
08861   09732*  09733*  09734* 
10693*  10695*  10697    10712 
SERUM  IRON 

03475   06663 
SERUM  PROTEINS 

00067*  01603* 
03452*  03727 
06063*  06107 
SEX  FACTORS 

01118   01121 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 

01773    01774    02614*  09936* 
SHIGELLOSIS  DIAGNOSIS 
02610* 


04874 

05486* 

05499* 

055 10* 

05520 

05819* 

05860 

06406* 

06745* 

07293* 

08137* 

08175* 

08187* 

08509 

09071* 

09232 

09873 

09976* 

09989* 

10244 

10324 


04E78 

05487* 

05500* 

0551  2 

05521 

05820* 

0587  1 

06407* 

07280* 

07296* 

08164* 

C8176* 

08194 

09058* 

09072* 

09289* 

C9967* 

09977* 

09991* 

10261 

10328 


04885 

05488* 

05501* 

05513 

05523 

05826* 

06259* 

06408* 

07281* 

07310* 

08165* 

08177* 

08289* 

09060* 

09074* 

09379* 

09966* 

09978* 

09993* 

10269* 

10335* 


05166 

05494* 

05502* 

05515 

05627* 

05629* 

06401* 

06409* 

07284* 

07586* 

08167* 

08179* 

08314 

09061* 

09075* 

09380* 

09969* 

09979* 

09994* 

1 0271* 


00625*  02921    08205*  08290* 


00166 

08161* 

09980* 

00486 

07288* 

09970* 


08180* 
091  42 


00390*  01024*  01031* 

08168*  06178*  08405 

09982*  09992*  10260* 

01009*  01030*  01905* 

07293*  08167*  09062* 

09971*  09976*  09986* 


08979   10335* 

09197*  09639*  10003* 


05307    09204*  09214*  09660 


05546*  06964*  08756* 


03642* 
09801* 


04263*  04967*  07009 
10050* 


06780   08205*  08917   10426* 


02522   03046* 
04416*  04606* 


07483* 
10143 


03361 

04694* 

05616 

08286* 

10546 


00718 
02537 


00719 
02539 


03425*  03433 


07073 

01756   02467 
03904*  04693* 
06206 


06258* 


OS  IS 
06658 
07934 
10631 


00720 

02540 

03441 

04355 

05223* 

07056 

07920* 

09757 


02469 

04702* 

09697 


03526  03573  04298 

04703*  04712  04849* 

05658*  06145*  06154 

08859  08888*  08895 


06980  07367  07484* 
10066*  10067*  10074* 
10680*  10689*  10702 


00723  01680*  01581* 

02549  02553  03420* 

03447*  04270*  04330* 

04358  04361  04366 

05225*  05228  06167* 

07062  07070  07909* 

07921*  07930  08851 

09768  10685*  10689* 


03114  03269*  03345* 
05169  05648*  05654* 
09620   10714*  10751 


01953*  02101*  02255*  07345*  1C601* 


SHIGELLOSIS  EPIDEMI0LC6Y 

00862   00884 
SHIGELLOSIS  IMMUNOLOGY 

05337* 
SHIGELLOSIS  IN  CHILDREN 

08943 
SHIGELLOSIS  TREATMENT 

00883   05346 
SHOCK 

01732   02030 
08527*  08573 
SHLNT, PORT AC AVAL 
00748   00749 
02559*  02915*  03367 
03470    03471    03472 
05151*  05166   05274 
06196   06203   06597 
09123*  09187*  09275 
10604   10611   10637 
SHUNT, SPLENORENAL 

08384   10580*  10727* 
SIGMOID 
SEE  ALSO   LARGE 
01229   01719 
SIGMOIDITIS 

07723*  07786 
S  IGMOIDOSCOPY 

07462* 
SJOGRENS  SYNDROME 

00654*  03566   04460*  08938* 
SMALL  INTESTINE 
SEE  ALSO   DUODENUM 
SEE  ALSO   ENTERITIS 

ILEOCECAL  VALVE 

ILEUM 

ILEUS 

INTUSSUSCEPTION 

JEJUNUM 

MALABSORPT  tON 

PEPTIC  ULCERS 


02031   02085* 
08739*  08842 

01607*  01609* 
03366 
04265* 
05554* 
07526 
09644* 
10667 


I  NTESTINE 
04126   06017 


05570 
08997 


05616       05629 
09172* 


01919*     02082*    02083* 
03370        03453*    03454* 
04292*     04396        04402 
06062*    06072*    06124 
07847*     07966        07967 
09789        10021*     10161* 
10670        10725*    10728* 


06868       06893       06899 


09203*  10812* 


0244  4* 
03455* 
04652* 
06  18  7* 
08754* 
10590* 
10735* 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
09463 

SMALL  INTESTINE  ABSORPTION 

00036*  00042*  00043*  00044* 

00055*  00056*  00057*  00065* 

00076  00079   00080   00081 

00889  00939*  00940*  00941* 

00947*  00950*  00953*  00956* 

00962  00963   00964   00966 

01832*  01834*  01835*  01836* 

01842*  01643*  01844*  01845* 

02290*  02291*  02315   02333* 

02738*  02743*  02745*  02746* 

02912*  03150*  03185*  03188* 

03623*  03624*  03625*  03626* 

03634*  03636*  03637*  03638* 

03645*  03649*  03650   03651 

03656  03657   03660   03661 

03672*  03793*  03794*  04025 

04082*  04101   04210*  04211* 

04532*  04533*  04534*  04535* 

04542*  04544*  04546*  04547* 

04553  04555   04556   04557 

04914*  04917*  04919*  04970* 

04978*  04979   0498  1    04983 

05437*  05438*  05439*  0544  0* 

06445*  05446*  05447*  05448* 

05456  05457   05458   05462 

05693  05915*  0592  1*  05923* 

05937  05942   06036*  06185* 

06347*  06352*  06360   07236* 

07244*  07246*  07247*  07249* 

07256  07257   07259   07260 

08114*  08115*  08117*  08116* 

08125*  08126*  06131   08577 

09033  09433*  09844*  09911* 

09921*  09923*  09926*  09929* 

SHALL  INTESTINE  ANGIOGRAPHY 

00520  00522   02121   04912* 
08563 

SMALL  INTESTINE  ANOMALIES 

02286*  02305   02306   02674 

04064  04916*  04932   04933 

05884  05889   05903   05910 

SMALL  INTESTINE  ATRESIA 

00502*  00532   01367*  01368* 

09450  09453   09456 

SHALL  INTESTINE  BIOCHEMISTRY 

00046*  00829*  01055*  02334* 

02894*  03619   06364   08284* 

SMALL   INTESTINE  BIOPSY 

00311  00312   00313   00547* 

01403  02050*  02319*  02322* 

04927  04977*  04990   05638* 

07715  08633   09235   09455 

10410*  10814*  10859* 


00047* 

00066* 

00082 

00943* 

00957* 

00967 

01838* 

01646* 

02628 

02747* 

03547* 

03629* 

03639* 

03652 

03662 

04077* 

04212* 

04536* 

04548* 

04559 

04972* 

04994 

05441* 

05449* 

05463 

05927* 

06290* 

07237* 

07252* 

07696 

08120* 

09024* 

09917* 

09932* 


00050* 

00070 

00196* 

00944* 

00958* 

00973 

01839* 

01852 

02734* 

02  75  0 

0360  1* 

03631* 

0364  0* 

03653 

0  366  3 

04078* 

04510* 

04  53  8* 

04  549* 

04  56  0 

04975* 

04999 

05442* 

05452* 

05465 

05931 

06343* 

0724  0* 

07253* 

07719 

08121* 

09026* 

0991 8* 

09938* 


00052* 

00073 

00276* 

00945* 

00959* 

01816 

01840* 

0  2063 

02736* 

02774 

03601* 

03632* 

03642* 

03654 

03664 

04079* 

04530* 

04539* 

04550* 

04622* 

04976* 

05288* 

05443* 

05453* 

05603* 

05934 

06344* 

07241* 

07254* 

081 12* 

08122* 

090  29* 

09919* 

09939* 


00054* 
00076 
00766* 
0094  6* 
0096  1 
0181  7 
0184  1* 
02081* 
0273  7* 

02  84  5* 

0362  2* 

0363  3* 

03  64  3* 
03655 
03665 
04080* 
0453  1* 

04  54  0* 
04  55  2 
0467  0* 
04977* 
0541 3* 
0544  4* 
05454* 
05619 
0593  6 
0634  6* 
0724  2* 
07255* 

0811  3* 

0812  3* 
0903  0 
0992  0* 
10385 


04915*     05904       06772        07227 


03167  04029  04047  04  06  1 

04949  0496  1  05360  05867 

07649*  06620*  10350  10360 

0  1377  05883  05903  07687 


02608*    02734*  02735*  02893* 
10099*     10339* 

00550*     01393*  01399*  01402 

03625*     04048  04716  04926 

05939        07500  07649*  07709* 

09483*     10142  10336*  10374 


1347 


03163  03165 
040A3  04056 
05892   05694 


SMALL  INTESTINE  CANCER 

02680   03158   03162 

03850   03S60   04039 

04928   04950   05885 

05910   08586 
SMALL  INTESTINE  CARBOHYDRATE  METABOLIS 

03190*  04019*  04080*  04091   04546* 
SMALL  INTESTINE  CARCINOGENESIS 

04050 
SMALL  INTESTINE  CIRCULATION 

00240*  00529   01801*  04028 
04940    04945 


04912*  04929 

05624*  05625*  05628*  05889 


04046 
04955 
05907 


07654*  07659   08123*  09037*  09041 
09923*  09928* 
SMALL  INTESTINE  CYSTS 

05882   07648* 
SMALL  INTESTINE  DEVELOPMENT 

03664   03792*  03809   04681 
09922* 
SMALL  INTESTINE  DIAGNCSIS 

00257*  00263*  00264*  00276*  00306 
00312   00313   01196*  01197*  01221 
02098*  02100*  02101*  02103*  02122 
02126   02127   02285*  02286*  02303 
02325   02913*  02922   02961   02973 
04070*  04548*  04686*  04695*  04912* 
05639*  05640*  05641*  05680   05681 
05897   05904   05920   06523*  06736* 
07673   07690   08293*  08294*  08531* 
09428*  09431*  09471*  10337* 
SMALL  INTESTINE  D I S ACCH «R I D ASES 

00236   00560   01157*  01158*  02329* 
07451*  08618*  08988*  09027*  09460* 
10122*  10399*  10403*  10408*  10412* 
SMALL   INTESTINE  DISEASE  DIAGNOSIS 

03825*  04695*  04710    047  16 
SMALL  INTESTINE  DISEASE  EPIDEMIOLOGY 
00545*  00546*  00556   01662*  02327* 
08603*  08605*  08622* 
SMALL  INTESTINE  DISEASE  ETIOLOGY 

02323   02337   08562   10388* 
SMALL  INTESTINE  DISEASES 

02634  02697  03151  03155 
04794  0492  1  04952  04957 
05887  05890  0S893  05895 
06738*  06745*  06750  06773 
06826  07151*  07198*  07652*  07667 
07691  07711*  08016*  08426  08458 
08555  08556  08558  08564 
08577  08617*  08619*  08628 
10120*  10402*  10804*  10860*  10865 
SMALL  INTESTINE  DIVERTICULA 

02310   02311    03150*  03151 
04938   04944   04958   05877 
09465 
SMALL  INTESTINE  DIVERTICULITIS 

00524   10356 
SMALL  INTESTINE  ENDOSCOPY 

00305   00306   00315   08553 
SMALL  INTESTINE  ENZYMES 

00060*  00230*  00231*  00233 
01397*  01802*  02047*  02049*  02051* 
02748*  02822*  02889*  02890*  02893* 
03192*  03601*  03607*  03619 
03801*  03810  03811  03813 
04675*  04676*  04678*  04680 
05601*  05603*  05604*  05605*  05610* 
05854  05922*  05923*  05937  05938 
06311*  06339  06507*  06512*  06513* 
07242*  07451*  07452*  07457  07492* 
08284*  08286*  08288  09169*  09170* 
09906  10099*  10104*  10105*  lOlIO 
SMALL  INTESTINE  FISTULAS 

01372   03157   04068   04920 
07131    07664 
SMALL  INTESTINE  HISTOLOGY 

00043*  00313   00554   00555 
02709*  02894*  03607*  03610 

04926  04971*  06357   07216 
09015   09179*  09940*  09959 

SMALL  INTESTINE  IMMUNOLOGY 

00070   00535   00558   02058*  03149* 

04508*  04676*  04972*  04976*  05611 

06738*  07450*  10106* 
SMALL  INTESTINE  IN  CHILDREN 

00311   00312   00313   01368*  01375 

03191*  03228*  03662 

04927  04930   04965 
05905   05907   05909   05919 
07666   08615*  08633   09454 
10402* 

SMALL  INTESTINE  INJURIES 

04048   04922   04925   04964 
C7649*  07692   08559   10143 


03168   03171 
04062   04083* 
05897   05904 


04465  04549* 

04966*  05446* 

06517*  07227 

09185*  09190* 


03305* 
04914* 
05905 


04550* 
05470* 
07643 
09191* 


07220   09015   09016   09169* 


00308 
01222 
02123 
C2308 
02974 
04937 
05682 


00310 

01223 

02124 

02319* 

03077 

05637* 

05874 


06801*  06811* 
08564   08640 


02339 
09499 


03202 
09782* 


0031  1 

01225 

02126 

02322* 

04055 

05638* 

05895 

07156* 

09199* 


05641* 
09910* 


02332*  02333*  02336* 


03166 
04963 
05896 
06788 


08565 
08634 


03175 
06760 


03181  04057 

05640*  05874 

05899  06260* 

06789  06817* 

07683  07685 

08521*  08522* 

08566  08567 

08755*  08850 


04037 
07679 


04061 
08579 


O4086 
05e75 
06296 
06820 
07687 
08551 
08574 
09426* 


04067 
08627 


08738   09212* 


00507* 


03651 
04046 
04681 


00828* 

02074 

02899 

03794* 

04503* 

04971* 

05616 

06  035* 

07094* 

08092 

09175* 

10111 


01155* 

02102* 

02912* 

03797* 

04669* 

04974* 

05618 

06308* 

07188 

08093 

09485 

10126* 


01 156* 

02674 

03191* 

03800* 

04672* 

04982 

05620 

06310* 

07222 

08108 

09500 


04956   05864*  05876   06609 


00826* 
03619 
07218 
10342* 


03825*  04031 
05631   05680 


00905*  01803* 

03803*  04669* 

07252*  09003* 

10379  10408* 

03187*  03796* 

05887  05926* 


06544 
101 15* 


01376 
04063 
05867 
06769 


01405 
04065 
05886 
06820 


10343*  10360 


02060 
04684 
09004 


03807 
05930* 


02305 
04926 
05903 
07191 
1  0368 


00053* 
00902*  00903* 
1817 


01893 
02773 


01887 

0275S* 

02777 


05880   05888   05907   05908 


SMALL  INTESTINE  LIPID  METABOLISM 

00015*  02735*  03791*  03793*  03798* 
04082*  04094   04960 

SCALL  INTESTINE  METABCLISM 

00232*  01155*  01156*  01159*  01163 
01602*  01671*  02047*  02049*  02055* 
02060    02C69    02074   02  74  7*  02748* 
02894*  02896*  02901   02902   02903 
03762*  03797*  O4670*  04671*  04675* 
04681    04974*  04975*  05609*  05617 
07448*  07453*  08082*  08084*  08119* 
09174*  09176   09178   09917*  09972* 
10126*  10658* 

SMALL  INTESTINE  MICROORGANISMS 

00535  00536  00537  00551*  00990* 
02284*  02287*  02607*  02609*  02689* 
04085  04089  04134  04677*  04662 
05398  05608*  0563  1  05637*  05640* 
07658*  07954*  08287  08578  08986* 
09845*  10114*  10115*  10415* 

SMALL  INTESTINE  MORPHOLOGY 

00007*  00008*  00026   00027 

00308   00507*  00889 

01801*  01803*  01815   01816 

02315   02331*  02634   02708*  02709* 

05411*  05412*  05413*  05414*  05428 

05606*  05868   05924*  06290*  06308* 

07207*  07222    07238*  07656*  07719 

08621*  09896*  09903   09904   09911* 

SMALL  INTESTINE  MOTILITY 

00091*  00093*  00094*  00096*  00097* 
00112   00113   00118   00597   00986* 
00990*  00997   00998   00999   01000 
01866*  01867*  01881   01883 
02127   02288*  02721 
02774   02775   02776 
03672*  03673*  03674*  03675*  03676* 
03687   03692   03693   03909*  04020* 
04567*  04568*  04569*  04573*  04574* 
04582*  04584   04589   04591   04923 
05470*  05480   05482   05628*  06370* 
06374*  06375*  07270*  07278   07279 
09041    09044   09551   09942*  09943* 
09951*  09958*  09960* 
SKALL  INTESTINE  MUCOSA 
00311   00509*  00512 
00904*  00926   00927 
01400*  01402   01414 
02054*  02056*  02291*  02708*  02734* 
03798*  03805   04079*  04508*  04515 
04680    0''786   04927   04971*  05428 
05453*  0' 619   05620   0562  3*  063U7* 
06778    07448*  07454*  07708*  08064* 
SMALL  INTESTINE  MUCOSAL  INJURIES 

00028 
SMALL  INTESTINE  NEOPLASMS 

00520  01381   01382   01390   02294 
07690   08599   08718   09423*  09431* 

SMALL  INTESTINE  NEOPL ASMS , BEN  1 GN 

00521  01389   02302   03117   06751 
SMALL  INTESTINE  NEOPL ASMS • MAL I GNANT 

00508*  00511   00516   00516   00519 
01387   01388 
06764   06767 
07708*  08570 
10377 
SMALL  INTESTINE  NEOPL ASMS . V  I LL OUS 

10375 
SMALL  INTESTINE  OBSTRUCTION 

00095*  00310   00503*  00510*  00518 
01370*  01866*  02104*  02168   02285* 
02974   03164   03180   04015*  04017* 
04035   04038   04051   04054 
04912*  04913*  04916*  04918* 
04948   04954   04956   04961 
05766*  05862*  0S86S*  05874 
05901   05902   05906   0S919 
06793 
08424 
08595 
09439 
10361 
SMALL  INTESTINE  PATHOLOGY 

02289*  04994   07500   07648*  08077* 
08566   09933*  09936* 
SMALL  INTESTINE  PERFORATION 
00525   02314   03167   04031 
05905   0590B   05916   06761 
08541    08981   09302*  10372 
SMALL  INTESTINE  PERFUSION 

04953 
SMALL  INTESTINE  POLYPS 

04052    04173   04931    05886 
1  0366 


03799*  03805   03812 


01  164  01  165 

02056*  02057* 

02889*  02891* 

02903  03639* 

04677*  04679 

05619  05870 

08151*  08522* 

10102*  10105* 


01680*  02052* 

C3124*  04081* 

04  68  3  0  49  79 

07456  07466 

09182*  09604 


00058*  00059* 

00922  00924 

02051*  02059 

02912*  03792* 

05432  05437* 

06309*  06764 

08068  08093 
10102* 


01379 
02059 
0289  2* 
0364  9* 
04680 
07204* 
09147 
10108 


0209  8* 
04  06  2* 
05348 
07  47  6* 
0984  I* 


0023  0* 

00927 

0229  1* 

04024* 

05602* 

07  15  3* 

08287 


00106 

00987* 

01  001 

01890 

02759* 

02778 

03677* 

04022* 

04575* 

04936 

06371* 

08141* 

0994  5* 


00110 

00988* 

01817 

01  891 

02760* 

02913* 

03684 

04562* 

04578* 

05412* 

06372* 

08519* 

09949* 


00565  00829* 
00973  00990* 
01666*  01782* 


00630*  00888 

01395*  01397* 

01816  02047* 

02889*  03191* 

04522*  04671* 

05438*  05442* 

06336  06361 
0994  1 


001  1  I 
00989* 
0  1  86  4* 
01892 
0276  1* 
0366  8* 
03686 
0456  6* 
04  57  9* 
0541 4* 
0637  3* 
09037* 
0995  0* 


0  089  0 
01399* 
0205  3* 
0  3  67  2* 
04676* 
0545  2* 
0651 1* 


02304 
09  462 


04955   06795 


06787   07662   09446 


01385  01386 

02301  02325 

07653*  07681 

09470  10370 


04030 
04065 
04947 
05681 
05900 
067  59 
07673 
08547 


02292 
06771 
08580 


00  543  01383 

02293  02295 

06772  06787 

08588  08594 


01384 
02296 
06810 
0944  3 


06776 
07795* 
08592 
09430*  09436 
10341*  10355 


07191  07648* 

08529*  08539 

08600  08610 

09448  09466 

10363  10368 


04049 
06769 
10391* 


00  52  4 

02286* 

04020* 

04  055 

04930 

04962 

05878 

06542 

07653* 

0854  0 

08612 

09888 

10378 


00528 

02287* 

04026 

04  059* 

04939 

05380 

05879 

06544 

07665 

08541 

08627 

09943* 

10382 


0  1  36  9* 
02308 
04027 
04060 
0494  2 
0568  0 
05891 
0675  2 
0767  1 
08543 
09425* 
1034  0* 
10  385 


08519*  08526*  0853  1* 


04  92  5 
06782 


04951 
07702 


0496  5 
08507 


08528*  08531*  08561    09535 


1348 


SMALL  INTESTINE  RADIOLOGY 


see  ALSO 
00309 
02318 
04045 
04937 


SMALL 
00310 

02897*  02942 
04070*  04075 
05383 


06814*  06954 


NTESTINE  DISEASE  DIAGNOSIS 

00318   01218  021C0*  02119   02122 

02973  02974 

04102*  04232 

06536*  06734 

08530*  08598 
10351 


03164 

04536*  04557 

06751   06796 


02127 
03327*  04039 


08608 


05682 
07498 
10337*  10340*  10341* 
SMALL  INTESTINE  SECRETION 

00007*  00061*  00236   01160*  01161*  01162 
02888*  02900   03697   03713*  03796*  03806 
04508*  04582*  04594   04599*  04670*  04685 
06301*  06340   06507*  06510*  07153*  07247*  074S9 
08582   09003*  10007*  10106*  10339* 
SMALL  INTESTINE  STRICTURE 

00527   01394*  02306   02307   03131*  03169   03997 
04047   04913*  06765   07810   08448   08562   08590 
SMALL  INTESTINE  SURGERY 

00091*  00504*  00505*  00629*  01022*  01366*  01379 
02284*  02286*  02288*  02303 
03124*  03149*  03152  03154 
04028 
04094 
04934 


04695* 
06797 
09483*  10334* 


01369*  02608* 
03814   03815 
04774*  06035* 
08169* 


04023* 
10514 


02051* 


02320*  02321*  02745*  02758* 

03156  03288*  03305*  03802* 

04032  04034  04036  04040 

04686*  04832  04860*  04916* 

04935  0494  1  04943  04946 

05150*  05603*  05637*  05868  05869 

05681   05898  0591 1*  05945*  06076* 

06737*  06742*  06743*  06746*  06755 

06786   06788  06798*  06806  06880 

06926*  07150*  07649*  07650*  07651*  07669  07671  07675 

07680   07698*  07699*  07700*  07702  07705*  08089*  08141* 


04016*  04021*  04025 

04041  04042   04066 

04917*  04919 

04951  04959 

05870  05871 

06392  06431 

06756  06770 


04924 
C4960 
0S872 
06477 
06774 


1035 


06928*  06942 


08523*  08538   08554  08569 

08601*  08602*  08623*  08662 

09425*  09430*  09444  09474 

10333*  10335*  10343*  10347 

10394   10430*  10509*  10760*  10792 

SMALL  INTESTINE  SURGERY  COMPLICATIONS 

04027   05861*  05863*  05869 
SMALL  INTESTINE  TRANSPLANTATION 

01000   02758*  03149*  03610   03631*  03873 

04022*  04959   06309*  06925 

07647*  08077*  10362 
SMALL  INTESTINE  TRAUMA 

02897*  04922   04925  04964 

06753   06790 
SMALL  INTESTINE  TREATMENT 

03153   03157   04015*  04017*  04026 

05883   06738*  06799*  06800*  06826 

07701   07790*  08604*  08613   09449 
SMALL  INTESTINE  ULCERS 

00309   00435*  00436*  00527   01380 


08572   08573   08575   08596 
09027*  09117*  09179*  09185* 
09475   10117*  10284*  10332* 


10354   10385 
10807*  10806* 


03884   04021* 
07240*  07456 


05880   05888   05908   06352* 


04041  04073  05873 

07697*  07698*  07699* 

09452  10396 

01394*  02289*  03132* 


03836*  03906*  03959   04018*  04695*  06783   08498   08534 
09848* 
SMALL  INTESTINE  ULTRASTRUCTURE 

00008*  00015*  00045*  00508*  00536  00555  00565  00904* 
00925  00926  01157*  01370*  01387  01414  01784*  01802* 
01804*  02708*  02721  02735*  02743*  02894*  02898*  03601* 
03602*  03610  03622*  03626*  03792*  04503*  04508*  04510* 
04513  04515  04522*  04536*  05413*  05430  05432  05437* 
05438*  05447*  05922*  05925*  05926*  06301*  06307*  06310* 
06311*  06338  06345*  06352*  06507*  06509*  06739*  06747 
07204*  07205*  07216  07219  07224  07232 
08075*  08082*  08084*  08089*  08119*  08582 
09179*  09484*  10342* 
SMALL  INTESTINE  VOLVULUS 

04056   04947   05867   06736*  07661 
10340*  10341*  10383 
SMALL  INTEST INE. AGE  EFFECTS  ON 

03801*  03811    04684   06347*  07220 
10104*  10108   10122*  10399* 
SMALL  INTESTINE. ALCOHOL  EFFECTS  ON 

01669*  02896*  05454*  05601*  07453* 
SMALL  INTESTINE.DISEASES  ASSOCIATED  WITH 

00512   00513   00538   00868   01371*  0166  6* 
02293   02300   07707*  08526*  08537   09468 
SMALL  INTEST INE, DRUG  EFFECTS  ON 

00093*  00114   00528   00530   00531   00925 
00951*  00990*  01161*  01380   01844*  02057*  02760*  02888* 
02899   02912*  03633*  03675*  03794*  03797*  03806   03808 
04050   04503*  04533*  04546*  04562*  04569*  04670* 
04963   05463   05480   05602*  05623*  05624*  05866 
05915*  06370*  06371*  06390   06697*  07204*  07207* 
07270*  07578*  08151*  09484*  09904 
SMALL  INTESTINE. DRUG  TREATMENT  OF 

00544   00551*  01393*  03152   04804 
09583* 
SMALL  INTESTINE. FOREIGN  BODIES  IN 

03159   03167   04049   06782 
SMALL  INTESTINE, HORMONAL  CONTROL  OF 
00236   00237   01160*  02048*  02759 
04672*  04685   05443*  05875   06372*  06389 
SMALL  INTESTINE. NERVOUS  CONTROL  OF 

00092*  00094*  00989*  02777   04023*  04574*  05412*  05414* 
05602*  05623*  05624*  06371*  06374*  08143*  08146   09004 
09019   09044   09960* 


03815 

04671* 

05873 


07449*  07655* 
09016   09028* 


07694   08587   08623* 


09003*  09019   09170* 


1667*  02290* 
1 0410* 


00943*  00948* 


09960*  10379 


05865*  05913*  08666 


03660 


03797*  03800* 
06510* 


04673*  04674* 
06777   07205* 
10342*  10430* 


02994*  03036 
03687   03694 


SMALL  INTESTINE, TOXIC  EFFECTS  ON 

00026   00048*  00826*  02309   02341 

05430   05866   05873   05915*  06337 

07449*  07655*  09058*  09466 
SMOOTH  MUSCLE 

00915 
SMOOTH  MUSCLE  MORPHOLOGY 

03606*  07264*  09902 
SMOOTH  MUSCLE  MOTILITY 

02987   09051 
SMOOTH  MUSCLE  PHARMACOLOGY 

08095   09948*  09950*  09960* 
SMOOTH  MUSCLE  PHYSIOLCGY 

01868*  01670*  02721   02754*  02773 

03666*  03674*  03675*  03679*  03684 

04564*  04567*  04568*  04569*  04571*  04572*  04573* 

04580*  04581*  04584   04585   04587   04S89   04591 

05412*  05414*  05415*  05468*  05469*  05481   07264* 

07475*  09046   09051   09129*  09924*  09948*  09949* 

09964 
SODIUM 

01014*  01846*  09939* 
SODIUM  ABSORPTION 

00069   00077   01843*  03632*  03641*  04551   05458 

07262   07455   08133   09023*  09920*  09923*  09934* 
SPHINCTER  OF  ODDI 
SEE  ALSO   BILIARY  TRACT 

00107   00534   00770*  00814 
05471*  06246 
09823 


04963 
0723  8* 


0360  9* 
0456  3* 
04  57  8* 
0541  1* 
0726  5* 
0995  2* 


04152        04188       06892        0866  0*    10442*     10443* 


02769        02772        02992*    03001*     03009* 

04564*    04565*     04570*    04587        04727* 

05473        08020*    08136*     08336* 


04575*  05328 

09796*  09799*  09812 
SPHINCTER. ANUS 

03280   04135 
SPHINCTER, ESOPHAGUS 

02211    02752*  02768 

03024   03025   03688 

04727*  04729*  05466*  05472 

09961* 
SPHINCTER, PYLORUS 

00441*  02770   05767*  09944* 
SPLEEN 

00408   01398*  02145 

06190*  06192*  06205 
SPLENOMEGALY 

01613   02450*  02486 
SPLENOPORTOGRAPHY 

03839   05649*  05709 

08311    08815   09304*  10552*  10594 
SPLENORENAL  SHUNT 

08384    10580*  10727* 


01257   01258   03527 

06379*  07110*  08886* 

10338*  10761*  10784 


0444  5 
09127* 


02150 
09886 


03618*  03667*  05404*  0564  9* 


08384   10632 


07005   07022   07828*  07839*  07965 


03198   04914*  04978*  05926*  05932   06814* 


01197*  01392*  02332*  02333*  02334* 
04992 


08395*  09010   09017   0990  1 


SPRUE 

03195   03196 

07708*  09485 
SPRUE, TROPICAL 

00545*  00546* 

02336*  03189*  03199   04081*  04100   04990 

06811*  06816*  07712*  08624   10406*  10415* 
STAINING  TECHNIQUES 

00260*  01207*  01951*  08094 

10167*  10557* 
STAPHYLOCOCCAL  ENTEROCOLITIS 

08657* 
STARVATI ON 

00507*  01665*  04520   05422 

06439*  07312*  07344*  07381 

08172*  08216*  08237*  09086*  09166   10012*  10073* 
STEATORRHEA 

00261*  00264*  00525   00562 

02330*  02335*  03200   04079*  04101   04914*  04971* 

05099*  05141*  05338*  05637*  05922*  05926*  05930* 

06044    06257*  07722   08617*  08630   08639   08889 
09841*  10414*  10419 


0233  5* 
04999 


05543*     05546*    05605* 
07421        07452*    07824* 


01207*    01268       01392* 


10424 


06614*  07534* 
0  84  72 


09472*  09481*  09489 
STEATOSIS 

02569   06960*  10563* 
STE ATOS I S, ALCOHOL  I C 

08856 
STENOSIS, PYLORIC 

00413   03835*  03901*  03901*  04828 

07577*  07610   07617*  08391*  08394*  08400 

10213   10221   10239 
STEROID  EXCRETION 

09579 
STEROID  METABOLISM 

03639* 
STEROID  METABOLISM, LI VER 

01623*  03784   04353   06432*  07331 

08231*  08276   10029*  10049* 
STEROIDS 
SEE  ALSO   CORTICOSTEROIDS 
SEE  ALSO   LIVER  CHOLESTEROL  METABOLISM 

01739   02042   02043   02044   02396*  02576*  02785* 

04124*  04273*  04458*  05913*  07001   08211   08260 

08843   09420   0  9671   10292   10537*  10717*  10783 
STOMACH 
SEE   BEZOARS 


05606* 
0812  4* 
10  102* 

0 1  67  0* 
04  988 
0593  5 
0893  2* 
1  084  6 


0754  6 
09335 


07333*  07350*  07403 


0401  8* 
08479* 


I3a9 


09062*     09362        09926* 


00142*     00144* 
00300        00301 


03941 
04604* 


STOMACH 
CONTINUED 
SEE   GASTRITIS 

STOMACH  ABSORPTION 

00068   03635*  05434*  05435*  05436*  06341* 
08180*  08389*  09036 

STOMACH  ACID  SECRETION 

00134*  00138*  00139*  00141. 

00152*  00153   00168  00294 

00383   00444*  00448*  00449*  00451*  C0492 

00918   01011*  01013*  01014*  01015*  01016* 

01026*  01034*  01035*  01195*  01209  01274* 

01343*  01344*  01905*  01906*  01907*  01908* 

01918*  01923   01324  01931  01935*  02117 

022S3*  02272    02756*  02785*  02786*  02787* 

02791*  02792*  02798*  02800*  02801  02802 

02811    02812   02814  02850*  02916*  02931* 

03081    03107   03121*  03123*  03127*  03128* 

03132*  03133*  03143  03145  03587  C3S88 

03701*  03702*  03703*  03705*  03706*  03707* 

03712*  03713*  03714*  03715*  03716*  03717* 

03726   03730   03826*  03856  03903*  03904* 

03972*  03987  04267*  04507*  04596* 

04606*  04609*  04611  04612  04769* 

04779*  04783   04786  04816  04828  04844* 

04853*  04856*  04859*  04862*  04874  04878 

05314   05340*  05341*  05435*  05486*  05487* 

05495*  05496*  0S497*  05498*  05499*  05500* 

05504*  05507*  05508*  05509*  05510*  0SS12 

05S16   05517   05518  05519  05520  0552  1 

05768*  05773*  05777  05779  05819*  0582  0* 

05832*  05838   05853  05854  05860  05871 

06402*  06403*  06404*  06405*  06406*  06407* 

06419   06420   06422  06669  06745*  07280* 

07287*  07289*  C72S0*  07292*  07293*  07296* 

07616*  07621*  07630  07635  08137*  08164* 

08169*  08171*  08173*  08174*  08175*  08176* 

08181*  08184*  08185*  08186*  08187*  08194 

08427   08477*  08480*  08489  08509  09058* 

09063*  09067*  09069*  09070*  09071*  09072* 

09078*  09171*  09211*  09231  09232  09289* 

09383*  09399   09475  09842*  09873  09967* 

09970*  09973*  09974*  09975*  09976*  09977* 

09981*  09983*  09986*  09988*  09989*  09991* 

09997   09998   10167*  10198*  10244  10261 

10273*  10278*  10283*  10317  10324  10328 

STOMACH  ACID  SECRET  I CN .HORMONAL  CC^TROL  OF 

00131*  00132*  00133*  00136*  00137*  00143* 

00148*  00157   00158  00159 
01914*  01916*  05496* 

STOMACH  ANGIOGRAPHY 

02088   02233   04818 

STOMACH  ANOMALIES 

01295  01302  02242 
04790 
06038 


07236*  08120* 


00147* 

00302 

00625* 

01018* 

01300* 

0191 0* 

02134 

02788* 

02805 

02949 

03129* 

03698* 

03706* 

03721 

03912* 

04599* 

04774* 

04848* 

04685 

05488* 

05501* 

05513 

05523 

05826* 

06259* 

06408* 

07281* 

07310* 

08165* 

08177* 

08289* 

09060* 

09074* 

09379* 

09968* 

09978* 

09993* 

10269* 

10335* 


00150* 

00367* 

00727 

01022* 

01329* 

01912* 

02252* 

02790* 

02807 

03048* 

03130* 

03699* 

03710* 

03724 

03937 

04602* 

04775* 

04852* 

05166 

05494* 

0SS02* 

05515 

05627* 

05829* 

06401* 

06409* 

07284* 

07586* 

08167* 

08179* 

08314 

09061* 

09075* 

09  380* 
09969* 
09979* 
09994* 

10  271* 


06630 


03063 
04821 
08429 


04782   04785 

05807   05816 
STOMACH  ATRESIA 

05603   05616 
STOMACH  BIOCHEMISTRY 

00170   00918   01038 

09984*  09985*  09987*  09995* 
STOMACH  BIOPSY 

00290   00298 

04705*  04716 

05763   05817 

08422   09293*  09295*  09347 
STOMACH  CANCER 

00408   02434*  02646 

02968   02980   02983 

03078   03079 

03091    03094 

03105   03108 


00163   00165 


03074   03085 
05765*  05766* 
06455    C9333 


00145*  00146* 
00166   01913* 


03161  03875 
05780  05803 
09362    10233 


01044   01045   02812   03621    09982* 


00484  01813 
04771*  04640 
06676   06676 


0211  1 
05669 


02246 
0567  1 


02653 


06699*  07S99 
09375   10250 


02957 


02957  03865 

05676  05677 

08313  08416 

10259  10316 


03905*  03916 

03929  03933 

03954  03960 

04779*  04784 

04813  04834 

05674  05676 

05789  05795 

05606  05809 

06610*  06616< 

06661  06664 


03080 
03095 
03109 
03918 
03934 
03962 
04793 
04639 
05678 
05798 
0581  1 


029 

03047*  03057*  03056* 

03082   03064  03066 

03097  03099 

03114  03115 

03920  03921 

03948  03950 

04133  04696* 

04801  04806 


03096 
031  11 
03919 
03939 
04037 
04799 
0484  1 
05742 
05799 
05812 


05654*  05666 
05769*  05775 
05800 


06621*  06632 

06667  06668 

07614  08369 

08450  08452 

09303*  09308 

09354  0935S 


0580  1 

05814  05815 

06647  06655 

06674  06677 

08396  06399 

06453  06454 

09318  09322 

09357  09360 

10199*  10204*  10205 

10259 


07605   07612 

08431    08437 

08476   08819 

09352   09353 

10176    10190    10192 

10231    10232    10252 
STOMACH  CARCINOGENESIS 

02225   06608*  07590 
STOMACH  CHEMICAL  COMPOSITION 

06618*  09077* 
STOMACH  CIRCULATION 

01175*  01179   01908*  01918*  01923 

03818*  04818   04634   05426 


02960 

03064 

03088 

03100 

03122* 

03927 

03951 

04772* 

04807 

05672 

05776 

05604 

05844 

06657 

06684* 

08402 

08460 

09323 

09547 

10227 


02964 

03075 

03090 

03101 

03545* 

03926 

03952 

04777* 

04808 

05673 

05778 

05805 

06607* 

06660 

07589 

08423 

08469 

09330 

10141 

10229 


STOMACH  CONTENTS 

03949   03966   04842 
STOMACH  CYSTS 

03102   03110 
STOMACH  DEVELOPMENT 

04527   04601*  04605*  05425 
STOMACH  DIAGNOSIS 

00257*  00259*  00262 
00289  00290 
00298 
00848 
01214 
01310 
021  14 
02957 


00288 
00296 
00408 
01213 
01308 
021  13 
02956 
03077 
03933 


00299 

01  195< 

01215 

01311 

021  15 

02980 
03626*  03832*  03838 
03950  03951  03952 
0470S*  04778*  04793  04840 
05635*  05636*  05654*  05662 
05669 


00283 
00291 
00300 
01206 
01217 
01946 
021  16 
02983 


05668 
05676 
06647 
07600 
08412 


05677 
06674 
08191 
08415 


05671 
057  0  0 


00264 

00292 

0  0301 

012  09 

01219 

02096" 

021  17 

02987 

03860 

03961 

04842 

05663 

05672 


00265 

00293 

00302 

01210 

01220 

0211  0 

02921 

03047* 

03866 

0396  2 

04643 

0566  4 

05673 


05774*  06563 


05670 
05679 

06679   06687*  06694*  07487* 
06289*  08290*  08294*  06296 
08427   08564   09209*  10203* 
STOMACH  DIAGNOSIS, GASTRIC  ANALYSIS  IN 

08173*  09374    10141    10223 
STOMACH  DILATATION 

06646 
STOMACH  DISEASE  OIAGNCSIS 

02960   02964   02966   03635*  03652 

04718 
STOMACH  DISEASE  EPIDEMIOLOGY 

01311    01315   01317   03057*  03907*  03957 

08442    09418 
STOMACH  DISEASE  ETIOLCGY 

01299*  01323   02791* 
STOMACH  DISEASES 

00284   00411 

03901*  04781 

05808 

06637 

08420 

06509 

09336 

10264 
STOMACH  DIVERTICULA 

00414    00415    00416 
STCMACH  ELECTROLYTE  SECRETION 

00139*  00140*  OOISO*  00164 

09063*  09067*  09084   09976* 
STOMACH  ENDCSCOPY 

00255*  00282   00283 

00289   00298 

05817   06651 

08565   09229 
STOMACH  ENZYMES 

00152*  00172 


00286 

0  02  94 

00303 

0121  1 

01306 

02111 

02927 

03065 

03910* 

03969* 

05503* 

05665 

05674 

06607* 

07496 

08314 

10  206 


00267 
00295 
00352 
0121  2 
01307 
021 1  2 
0294  9 
03074 
03923 
0469  6* 
0550  4* 
05666 
0567  5 
0662  5 
07596 
08324 
10  296 


03923   04713   04716 


08440    0844  1 


05813 
06639 
08428 
06S64 
09337 


00413  00483 

04783  04794 

06075*  06105 

06642  06651 


02223*  02983 
04611    04619 


08438 
06665 
094  1  8 


06439 
06566 
09440 


06628 
06662 
06443 
08567 
10173 


06629 
06  74  5* 
06444 
09  271 
10199* 


03104 

04851* 

06630 

08405 

08450 

09319 

10242 


0356  1 
0576  3 
06634 
0641  2 
08458 
0932  1 
1024  3 


00523   02243    10218 


00625*  02921 


1  0245 
08205* 


00424 
06678 
09292*  09338 


00284  00285 
01331*  04718 
06679   07501 


00266 
0484  0 
08291* 
10199* 

01920* 
02917* 
04603* 


08456   09395 


00292 
00919 
0  3621 
0478K 


00390*  00404 

01360  02237 

03919  03952 

06415*  06422 


00484   00487   01045 

01929   02793*  02794*  02799*  02806 

03762*  04006   04596*  04600*  04602< 

05511    06417*  07290*  07282*  07288*  07289* 

06080*  06063*  06097   08471   06463*  09076* 

09995*  10203*  10223 
STOMACH  FISTULAS 

03946   06572   06029 
STOMACH  HISTOLOGY 

00003*  00173   00291 

00452*  00484   00918 

02705*  02706*  02719 

0450S*  04507*  04528 

07237*  07263*  07284*  07565*  08080*  08097 

09320    09895*  10203*  10282* 
STOMACH  IMMUNOLOGY 
SEE  ALSO   GASTRIC  PARIETAL-CELL  ANTIBODY 
SEE  ALSO    INTRINSIC  FACTOR  ANTIBODY 

00428   02069   02095*  02219*  02222*  02791* 

03709*  04600*  04607*  04815   0642  1    09076* 
STOMACH  IN  CHILDREN 

01303   02240   03051*  03053*  03901*  04611 

05810   06628   07588*  08291*  08394*  06404 

09253   05302*  09310   09326   09346   09646* 
STOMACH  INJURIES 

01299*  04735   04767   04800   05765   05810 
STOMACH  INTRINSIC  FACTOR 

00483   01925   02095*  02254*  02255*  02791* 

04601*  05501*  06524* 
STOMACH  LIPASE  SECRETION 

01036*  01347* 
STOMACH  METABOLISM 

00172   00173   01046   01926 

05522   07625*  08083*  08170*  08174*  09060* 

09972*  09977* 
STOMACH  MICROORGANISMS 

05793   06402*  08419   09327   10131 


00267 
05635* 
0  8419 


01927 

03704* 

05490* 

07296* 

09381* 


00288 
05782 
08422 


01928 
03718 
0549 1* 
0748  7* 
09984* 


01929       02927 


00412 
02251* 
03954 
06  6  07* 
08107 


02906* 
09298* 

04613 
08471 
10213 

07608 

0  36  04* 


04843 
09078* 


0043  4* 
02702* 
04  50  4* 
07226 
0839  5* 


0370  0* 
09901 


0461  1 
09082 


1024  6 
0460  0* 


0484  7* 
0995  4* 


02068 
05626*  05632 


06519*  08104   09008   09074*  09075*  09973* 


02262*  03702* 
05820*  06404* 
10207 
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STOCACH  MORPHOLOGY 

00003*  00014*  00021*  00024  00151*  00172  00420   00901* 

00915   00917   00920  0092  1  01010*  01039  01792   0iei3 

01614   01679   02089  02223*  027C2*  02704*  02705*  03049* 

03052*  03085   03089  03S09*  03667*  04504*  04527 

05406*  05408*  05409*  05420  05426 


05506*  05666 


05769*  05813   06302*  06304*  06306*  06315   07211 


04619 
05679 
07627* 


07628*  08078*  08099 
STOMACH  MCTILITY 

00088*  00103  00104 

00984*  00995  00996 


10282*  10742 


00105 
00997 


00106 
00998 


00163   00475   00983* 
00999   01009*  01016* 


01352*  01860*  01861*  01862*  01863*  01865*  01878   0  1879 

01880   01881   01883   01886   01687   01888   01915*  02C79* 

02080*  02081*  02264*  02754*  02755*  02756*  02757*  02761* 


02770   02771  02778  02797*  029CS*  C2987 

03667*  03668*  03669*  03670*  03671*  03673 

03702*  03818*  03832*  03911*  03942  03993 

04577*  04576*  04579*  04583  04589  04590 

04822    04910  05467*  05468*  05469*  05473 

05767*  06366*  06369*  06375*  06382  06383 

06387   06388  06533*  06610*  07263*  07268 

07273    07274  07277  07278  07279  07534*  07602 

08137*  08138*  08140*  08144  08145  08147   08149 

08462   09039*  09042  09043  09048  09049   09050 

09944*  09946*  09947*  09948*  09957*  09961*  09963 
10285* 
STOMACH  MUCOSA 

00033*  00034*  00035*  00151*  00171  00173 

00420   00421  00422  00423  00425  00433* 

01010*  01014*  01044  01046  01047 

01359  C1360  01811  01812 


03609*  03635* 

03683  03692 

04566*  04567* 

04780*  04614 

05479  05486* 

06384  06386 

07271*  07272 
08129* 


06425 
09365 
09990* 


0051  1 

01299*  01304 

01918*  01923 


00412 
00487 
01  175* 


00299 
00484 
01048 
01908*  01912* 


02223*  02262*  02273   02703*  02704*  02705* 
02707*  02796*  02800*  02808   03004*  03052*  03056*  03073 


03218*  03237 
03711*  03726 


03730 


03617 
03941 


03616 
03954 


04527    04541*  04605*  04778*  04785 


0362  1  03704*  03705* 
04502*  04504*  04507* 
04819   04858*  05319 


05434*  05436*  05493*  05506* 

05763*  05833*  05856   06302* 

06609*  06618*  06624 

07615*  08107  06476 

09954*  09977*  10208 


06642 
08499 
10247 


05407*  05409*  05410*  05427 

05519    05632    05679    05700 

06342*  06412*  0642  1   06525< 

06672   06686*  07297*  07598 

09008   09077*  09873   09900 

10278* 
STOMACH  MUCOSAL  INJURIES 

10251 
STOMACH  MUCUS  SECRETION 

00002*  00012*  00013*  00161 

01045   03705*  06666*  06698*  08161*  08168*  08178*  08405 

06479*  09077*  09630   C9979*  09980*  09982*  09992*  10280* 
STCMACH  NECROSIS 

05785 
STOMACH  NEOPLASMS 

00406   00407   01220   02233   06652   06653 

08424   08436    08439    08443    08444    08473 

09363 
STOMACH  NEOPLASMS. BENIGN 

00398   00402   00405   01312   02226   03117   03913   04778* 

04837   06632   06640   06643   08414   08459   09315   09324 

09373   10215   10216 
STOMACH  NEOPLASMS. MAL IGNANT 

00293   00363*  00389*  00390*  00391*  00396 

00400  00401  00403  00404  00474  01287 
01307  01308 
01316  02  1  1  3 
02225  02227 
06622  06635 
07594 


00166   00390*  01024*  01031* 


07596   07603 
09299*  09359 


00397   00399 
01297*  01304 


01305  01306 

01314  01315 

02219*  02224 

02232  02292 


07487*  07565*  07593 


08366*  06390*  08397 


01309 
021  14 
02228 
06636 
07599 
08406 


09244 
09314 
1  0189 


0  9256 
09325 

1  02  16 


08025 

08445 

0931  1 

09415 

10249 
STOMACH  OBSTRUCTION 

04007    04790    04796 
STOMACH  PATHOLOGY 

00500   01878   02229 

07598   08144   08290*  08395*  08418 

09292*  09296*  09316   09408   10240 

10609* 
STOMACH  PEPSIN  SECRETION 

00148*  00149*  00150*  00166 

01906*  03712*  03713*  05499 

09063*  09067* 

10404* 


C131  0 
02172 
02229 
06656 
07604 
06432 


01311  01313 

02217*  02216* 

02230  02231 

06680*  06687* 

07606  07632 

08434  08435 


09292*  09298*  09300*  09301*  09306 
09339  09340  09344  09350  09372 
10217   10224   10225   10226   10230 


04835   05786   05788   07567* 


02237 


03048*  04600 
08458 
10256 


06662 
084  76 
10258 


STOMACH  RADIOLOGY 
SEE  ALSO   STOMACH  DISEASE  DIAGNOSIS 

00286   00297   00396   00423   00447*  01212 

01217   01218   01297*  01327   01679 

02275   02771   02931*  02960   02964 

03104   03123*  03612   03835*  03836*  03860 

04232   04713   04800   04855*  05383   05664 

05670   05672   05673 

06533*  06562   06629 

06673   06675   06676 

08315   06388*  08404 

09304*  09333   09365 

10157   10197*  10218 
STOMACH  REGENERATION 

05506*  05607*  09895* 
STOMACH  SECRETION 

00162   00169   0017C 

01023*  01029*  01037 


07496 
06490 
10281* 


00466   01009*  01030*  01905* 

07288*  07293*  08167*  09062* 

09070*  09377*  09970*  09971*  09976*  09986* 


09994*  10314 
STOMACH  PERFCRATION 

00479   01303   03066 

04890   05804   08424 
STOMACH  PERFUSION 

03719   04803   04834 
STOMACH  PHYSIOLOGY 

03070   03071 
STOMACH  POLYPS 

02238   03076   03083 

04840   05790   05799 

10254   10281* 


03922 
08430 


03098 
08438 


03975   04002 
093C2*  09310 


03905*  04173 
08449    08451 


04823 
09346 


04889 
10246 


04778*  04784 
09303*  10253 


05675 
06631 
06727 
08414 
09367 
10222 


00477 
01039 


05776 
06632 
07589 
08446 
09369 
10235 


00495 
0  1043 


02116 
02  98  0 


0584  1 
0664  0 
0760  1 
0845  0 
09385 
10  242 


0101  0« 
01060 


01214 
021  18 
03086 
03864 
05667 
06384 
06671 
07612 
08457 
09672 
10281* 


0121  6 

02137 

03089 

03866 

05668 

0652  5* 

0667  2 

07632 

09253 

0994  6* 


01012*  01019* 
01208   01301* 


07300   07583*  07584*  07586* 


01325   01335*  01346*  01909*  01917*  01919*  01920*  01920* 
01921    01922   01925   01927   01928   01930   01930   01931 
02219*  02222*  02247   02255*  02270   0227  1   02744*  02785* 
02769*  02793*  02794*  02795*  02797*  02799*  02803   02804 
02606   02806   02809   02810   02813   03114   03604*  03697 
03719   03720   03723   03727   03814   04594   04610   04613 
04614   04616   05350   05465   05489*  05492*  05496*  05505* 
06305*  06410*  06416*  06606*  07226   07271*  07262*  07283* 

07285*  07286*  07291*  07300   07602   07625*  08116*  08129* 

08161*  08163*  08174*  08190   08191   08192   08193   08195 

08415   08470   08483*  08484*  09059*  09064*  09065*  09066* 

09068*  09082   09215   09320   09374   09935*  09967*  0999  0* 

09996   10265   10268*  10296   10763 
STOMACH  SECRETION  DISCRDERS 

06524*  08474   09209*  10250 
STOMACH  SECRETION  IN  DISEASE 

03130*  06695*  06712   06735 

09830   10265 
STOMACH  SECRETION  STUDY  TECHNIQUES 

00354   01195*  04611   04614   06401*  06414*  06524*  06735 

09969*  09988*  09993*  09998   10261 
STOMACH  SECRETICN.DRUG  EFFECTS  ON 

00133*  00135*  00136*  0014  0*  00142*  00147*  00149*  00150* 

00155  00160   00161   00393*  00485   00486   01009*  01017* 
01020*  01021*  01023*  01024*  01025*  01027*  01028*  01031* 
01032*  01033*  01040   01041   01334*  01347*  01862*  01920* 
01923   01924   02785*  02787*  02792*  02798*  02799*  0280  1 
02803   02805   02807   02808   02809   02811   02814   03054* 
03133*  03701*  03703*  03708*  03714*  03723   03728   0372  9 
04603*  04609*  04610   05485   05487*  05488*  05505*  05508* 
05510*  05515   05519   05820*  05832*  06401*  06405*  06409* 
06410*  06420   06690*  06696*  06704   07280*  07290*  07298 
06184*  08489   09069*  09070*  09072*  09081   09171*  0999A* 
09997 

STOMACH  SECRET  I  ON. HORMONAL  CONTROL  OF 

00156  00164   00486   01011*  01027*  01030*  01040 
01042   01906*  01909*  01911*  01912*  01915*  01919*  01930 
01950*  02048*  02249*  02252*  02254*  02256*  O3703*  03956 
03956   04853*  04856*  04907   05657   06405*  06410*  06413* 
07281*  07289*  07292*  08165*  08171*  08185*  08192   0906  1* 
09980*  09991*  10100*  10107 

STOMACH  SECRETION, NERVOUS  CONTROL  OF 

00154   01015*  01018*  03702*  04853*  05486*  05493*  05497* 
05502*  05828*  06413*  07283*  08161*  08187*  09065*  09075* 
09978* 
STOMACH  STRICTURE 

05765* 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

00303   00411   00412   00456*  00474 
01646*  02117   02214*  02227   02231 

02237   02238   02242   02251*  02260*  02684   02797* 
02997*  03053*  03055*  03056*  03065   03069   03070 
03068   03090   03092   03112   03123*  03546*  03699* 
03873   03898 
03931   03936 
03961   03963 
04606*  04682 
04772*  04773*  04774*  04775*  04776*  04780*  04787 
04797   04799   04809   04812   04829   04830 
04843 
04873 

05770*  05775 
06612*  06631 


01041 


00482 
02232 


01298*  01325 
02234   02235 


02236 
02927 
03082 
03865 
03925 
03947 
03998 


03866 
03926 
03955 
04487 


03912*  03917  03922 

03937  03943  03944 

03964  03965  03990 

04728*  04756  04767 


04791 

04832  04633  04639 

04860*  04865  04872 

05744  05747  05751 

05822*  05824*  05847 


03924 
0394  S 
03997 
04770* 
04789 
0483  1 

04846*  04847*  04854*  04859* 

04924   04973*  05636*  0567  0 

05778   05781 

06645   06656 


07549   07566   07577*  07579*  07587*  07588*  07608 


06388*  08391*  08393*  08410 

09083  09296*  09303*  09306 

09365  09396  10111   10211 
10549 
STOMACH  SURGERY  COMPLICATIONS 

00404  01212  01297*  01326 

01933*  02119 

02268*  02276 

03942  03975  03983 

04817  04869  04870 

05791  05792  05794 

05830*  05831*  05843 

09244  09295*  09349 


08420 
09341 
10214 


08472 
09346 
10  24  6 


08669 
09357 
10254 


01327 


05787 
0754  2* 
0834  8 
0890  8 
09358 
10327 


01 88  5 


01339*  01357 

222  1*    02259*  02261*  02263*  02265*    0226  7* 

02280       03068  03836*  03908*  03909*     03938 

03984  04001  04019*  04117*    04798 

05339*  05764*  05767*  05771*     05772* 

05796  05797  05805  05823*     05827* 

05844  06713  07618*  07623*     08392* 
10196* 


'■:■:<' 
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STOMACH  SURGERY  TECHNIQUES 

00429    01324    01338*  05772* 

09400   10267* 
STOMACH  TRANSPLANTATION 

03070   06419 
STOMACH  TRAUMA 

02214*  02239   03081 

05740   05773*  05810 
STOMACH  TREATMENT 

00409   00425   00426 

04823   09405 
STOMACH  ULCERS 

00298   00400 


03935 
09895* 


10207   10213 


07595   07611   08425   09288* 


04824   04858* 


00419 
01323  01346*  01361 
03050*  03058*  03059*  0310; 


00620 
02172 


03142 
03921 
03977 
04802 
04904 
05859 


03144 

03956 
03981 
04810 


03145 
03959 
03984 
04814 


05339*  06811 


03146 
03965 
03986 
04826 
05814 


06675   C6680*  06681* 


06687*  06694*  06695*  06698* 
07613   07615*  07619*  07624* 


08478*  08481*  08482 
08516  09316  09334 
09395 


09394 

10278*  10287 

10318   10332* 


09402 
1  0288 
1 0817* 

01812 


03932 
10219 


03958 
10248 


08466 

08517 

09387 

09895* 

10316 
STOMACH  ULTRASTRUCTURE 

00002*  00421    00916 

02704*  02705*  02706*  02707 

03618   04502*  04505*  04528 

05408*  0S409*  05410*  05425 

08075*  08078*  08080*  08097 

09895*  09900 
STOMACH  VARICES 

01277   06613*  07580*  07612 
STOMACH  VOLVULUS 

02240    02241 

07588*  09326 
STOMACH, AGE  EFFECTS  ON 

03986   03992   07627*  07628* 
STOMACH. ALCOHOL  EFFECTS  ON 

01322   02220* 
STOMACH. D  ISEASES  ASSOCIATED  VlITI 

01303   01314   01352*  02241 

06661    10201*  10208 
STOMACH. DRUG  EFFECTS  ON 

01044   01300*  01322 

02754*  02755*  02796* 

03832*  03899*  03956 

05467*  05469*  05486*  05493* 

06619*  06641   06698*  07263* 

08129*  08181*  08205*  08387* 

09376*  09379*  09380*  09420 

10312 
STOMACH. DRUG  TREATMENT  OF 

01316   03054*  03068 

03591   04773*  04804 

09296*  09319   09348 
STOMACH. FOREIGN  BODIES  IN 

00409   03093   05781   09846* 
STOMACH, HCRMONAL  CONTROL  OF 

01018*  01029*  01917*  01925 

09073* 
STOMACH. NERVOUS  CONTROL  OF 

00984*  01877   03140   03669* 

04854*  05420   05479   06304* 
STOMACH, TCXIC  EFFECTS  ON 

02215*  03720   03899*  04767 

05430   05503*  05740   05785 

09058*  09329   09383*  09971* 
STRANGULATION 

10184 
STRESS 

03103   03742*  04002   04005 
STRESS  FACTORS 

01907*  02005   05494*  05862* 
STRESS  FACTORS  IN  ULCERS 

00437*  00438*  00439*  00460* 

01350*  02278   02279   02282 

04844*  04850*  04857*  04858* 

05773*  05820*  05826*  05828* 

07620*  08478*  09381*  09387 
STRESS, GRAVITATIONAL 

00126 
STRICTURE .BILIARY  TRACT 

00813   03510   06208*  06226 
STRICTURE, ESOPHAGUS 

00381   00382   01291   01292 


02215* 
10237 

00915 

02219* 

03118* 

03836* 

03966 

04002 

04834 

05817 

06682* 

06699* 

07625* 

08485* 

09376* 

09406 

10291 


01813 

02719 

04781* 

05427 

08417 


08446 
04827 


03118* 
10253 

01217 

02220* 

03122* 

03874 

03969* 

04289 

04836 

0581 8* 

06684* 

06719 

08070 

08499 

09378* 

0941  1 

10293 


01814 

03103 

04862* 

05430 

0849? 


09304* 
06579 


03122*  04804 


01 300* 

02251* 

03129* 

03902* 

03975 

04788 

04841 

05837 

06685* 

06973* 

08389* 

08500 

09382* 

09413 

10299 


01301* 

03048* 

03134 

03906* 

03976 

04795 

04855* 

05842 

06686* 

07584* 

08463 

08516 

09385 

09415 

10310 


02702*  02703* 

03604*  03617 

05406*  05407* 

07217  07297* 

09317  09394 


06644   07587* 


08147   08163* 


02246   02256*  03722   06648 


01323 

02800* 

04566* 


03069 
05777 
09377* 


01340* 

03045* 

04788 

05503* 

07297* 

08462 

09948* 


03071 
06626 
09419 


01877 

03059* 

04820 

05626* 

07576* 

09048 

10243 


03072 
07592 


02258*  02273 

03612  03724 

05410*  05434* 

05808  06348* 

07581*  07592 

09079*  09291* 

10266*  10280* 


03106 
08468 


03107 
09079* 


01928   C2270   063C2*  06383 


03670* 
06385 

04788 

06368* 

09996 


03912* 
06387 


C4800 
07297* 


04609*  04788 
09039*  09049 


04803   04888 
08181*  08387* 


06136   07886   08956   10840 


00461* 
02283 
04  862* 
05829* 
09388 


00499 
03902* 
04864 
0583  2* 
09421 


00501  01349* 

03967*  03968* 

04891  04905 

05833*  06709 

10268*  10319 


06234   08766*  09818   10787 


02207 
04734 
07546 
09257 
10166* 


0221  1 
04738 
07563 
09265 
1  0187 


02998*  03000* 

04755  04758 

07571  07575 

09269  09280 


01293 

03002* 

05720* 

08338 

09281 


01294 

03004* 

05752 

08356 

09287 


02186*  02206 
03029   03886 


06598 
08385 


07541* 
09238* 


INTESTINE 
04170   05069 


06868   06899   08654*  08707 


03131*  03169   03997 
08448   08562   08590 


06065* 


STRICTURE, GASTROINTESTINAL 

01700 
STRICTURE, LARGE 

02395   04128 

09520*  10468 
STRICTURE, SMALL  INTESTINE 

00527   01394*  02306   02307 

04047   04913*  06765   07810 
STRICTURE, STOMACH 

05765* 
STRONTIUM  ABSORPTION 

00041*  00042* 
STUDIES  OF  CANCER, CLINICAL 

06684* 
STUDIES  OF  HEPATITIS.CLINICAL 

00717 
STUDIES  OF  LIVER, EXPERIMENTAL 

00192*  00211   01533   01625*  02046 
STUDIES  OF  PANCREAS. CLINICAL 

00643* 
STUDIES  OF  PEPTIC  ULCERS , CLI NI CAL 

08498 
STUDIES  OF  ULCERATIVE  COLI T I S. CL IN  I C AL 

00611*  07791 
STUDY  TECHNIQUES, ABSORPTION 

01205*  01206*  06355   09200*  09202*  09  92  1* 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES, GASTROI NTESTINAL  CIRCULATION 

01171*  01183 
STUDY  TECHNIQUES, RADIOISOTOPE 
SEE  ALSO   TRACER  STUDIES 

078  20* 
STUDY  TECHNICUES, SECRETION 

00123   00124   00186   00189 

09202* 
STUDY  TECHNIQUES. STOMACH  SECRETION 

00354   01195*  04611   04614   06401*  06414*  06524* 

09969*  09988*  09993*  09998   10261 
SUCROSE  ABSORPTION 

05003 
SUGAR  INTOLERANCE 

02329*  03188*  03190*  0320  1   04675*  06812*  06815* 

07150*  07483*  07531   07713*  08614*  08615*  08618* 

08631   08752*  08760*  09487   09491    09494   09499 

10412*  10420 
SULFOBROMOPHTHALEIN 

00229  00327  00705 
01965*  02029 
03826*  05165 

07315*  07348*  07491*  07532 
08778   09645*  09658*  09674 
SURGERY  COMPLICATIONS 

00338  00377  00378 
00572*  00582 
00808  00852 
01646*  01675* 
02278  02279 
03347*  03367 
04892   04943 


04023* 
1051  4 


00190   07474*  08206   08232* 


0681 8* 
0862  2* 
0988  1 


01548 
02848* 
06985 
08330 


00739*  01077*  01236 
02039  02141  02154 
05451*  05704 


0  1237 
02449* 
06136   06159 
07846*  07848 
10040*  10631 


00530 
00803 
01626 
02193 
03242 
04789 


00395*  00470  00473  00475 

00597  00629*  00695*  00749 

01271*  01366*  01367*  01391 

01677*  02052*  02099*  02188* 

02400*  02623  03212*  03224* 

03494*  03564  03877  04442 

05151*  05166"  05294*  05389 

05864*  05872   05945*  05965  06118  06225  06235 

06268   06587   06620*  06693*  06742*  06972*  06990 

07567   07649*  07650*  07663  07669  07728* 

07893*  07895*  08015*  08057 

08475   08532   08540  08568 

08761*  08767*  08887*  08928 

09522*  09527*  09569  09570 


07036 
07762 
08410 
08744 
09  439 
09872 


08059  08341 

08600  08661* 

08964  08984 

09641*  09817 


10062*  10159*  10164*  10166*  10338*  10437* 


10439*  10440*  10580*  10590*  10625 
10761*  10780   10797 
SURGERY  COMPLICATIONS  .SMALL  INTESTINE 

04027   05861*  05863*  05869 
SURGERY  COMPLICATIONS. STOMACH 

00404   01212   01297*  01326   01327 

02221*  02259*  02261* 

02280   03068 

03983 

04870 

05794 


10667   10725* 


01339*  01357 

02263*  02265* 

03836*  03908*  03909* 

03984   04001   04019*  04117* 

05339*  05764*  05767*  05771* 

05796   05797   05805  05823* 


10164*  10165* 


01933*  02119 

02268*  02276 

03942  03975 

04817  04869 

05791  05792 

05830*  05831*  05843   05844 

09244  09295*  09349   10196* 

SURGERY  IN  CHILDREN 

00530  08307 

SURGERY  TECHNIQUES 

00619  00662*  00771*  00790   00853 

01483*  01484*  01610*  01649*  01734 

02558*  02559*  03060*  03154   03172 

03373  03453*  03463*  03625*  03731*  03829*  03924 

04302  04787   04791   04797   04829   04830   04831 

04860*  04872   04886   04909   04934   0494  1   04946 

05096*  05162   05270*  05273*  05297*  05385   05767* 

05824*  05944*  05951*  06633   06737*  06741*  06959* 

07726*  07739   07785   07975*  08047   08596   08649* 

09274  09366   09426*  09430*  09632*  10188   10195* 

10373  10428*  1 044 C*  10466   10556*  10562*  10604 


06713   07618*  07623* 


00874  01419* 
02347*  02349* 
03225*  03348* 


01238 
02474 
0653  1* 
0829  2* 
1066  2 

0050  4* 
00789 
0148  4* 
0219  I* 
0322  5* 
04487 
0586  1* 
06238 
07020 
07756 
0834  5 
08686 
09425* 
0985  0* 
1043  8* 
1076  0* 


01  88  5 

02267* 

03938 

04  79  8 
0577  2* 

05  82  7* 
08392* 


01421* 
0237  3 
0335  0* 
03936 
04832 
04953 
0577  0* 
0696  3* 
0912  3* 
10202* 
1072  6* 


01371*  02616*  02670 

05375   05376  05392 

0801 1*  0801 5* 

09251  09360 


07520 
09246 


SURGERY  TECHNIQUES. STOMACH 

00429  01324  01338*  05772*  07S9S 
09400  10267* 
SURGERY, AEOOMEN 
00406  00874 
04913*  0S0S2 
07158  07177 
08552  08964 
10384  10851 
SURGERY, ANORECTAL 

07741    07759   07768 
10439*  10440*  10441*  10456 
SURGERY. ANUS 

0  1442   01444 
10442*  10494 
SURGERY. APPENDIX 
02365   02366 
08670    08678 


07611   08425   09288* 


03017  03S95 

05787  06003 

08026  08047 

09843*  09859 


04487 
06268 
08055 
10195* 


07772   08673   09527*  10432*  10435* 


03219*  05079   06870    06901   07730    07732 


06854 
08690 


04140  04145 

08679  08688 
SURGERY. BILIARY  TRACT 

00629*  00763*  00764*  00772*  00774* 

00803   00804   01626*  01634   01641 

02572*  02578*  02581  02586   02587 

03348*  03490*  03492*  03493*  03494* 

03520   03542   03563  03593   03681* 

04427    04431    04*42  04443    04445 

05294*  05314   05318  06061*  06214* 

06693*  06972*  06973*  07  108*  07113* 

07145   07975*  07992  07994   07996 

08893   08897   08903  08905 

09797*  09799*  09812  09813 

10211    10338*  10549  10649 

10789  10792 


08645*  08667 
08702 


08908 
09817 
10766* 


00784 

01645 

02599 

03499 

04246 

04449 

06225 

07124 

08219* 

08919 

09821 

1077  0* 


00790 

02163 

02600 

03S17 

04413* 

04453 

06244 

07135 

08886* 

08924 

09831 

10772* 


00802 

02431* 

02763* 

03519 

04426 

04722 

06246 

07139 

08888* 

09796* 

09832 

10773* 


05098*  05103  05994 
07769  07787*  08423 
08980  09258  09268 
10178 


10774    10781 
SURGERY. CANCER 
04799   05050 
07605   07753 
08907   08909 

09516*  09518*  09528*  09606 
10437*  10439*  10473    10481 
SURGERY. CHOLELITHIASI S 

07980*  07989   08887* 
SURGERY. COLITIS 

04161 
SURGERY . CUODENUM 
01326   01391 
05835   08033 
SURGERY. ESOPHAGUS 

00363*  00385  01271*  01275 
02186*  02187*  02188*  02189*  02191* 
02993*  02995*  02996*  02997*  02998* 
03002*  03003*  03005*  03006*  03007* 
03017   03026   03029   03031 

03873 

03892 

04739 

04763 

06584 


06071*  06582  07548 

08648*  08697  08729 

09300*  09308  09323 

10189  10231  10427* 


03148*  03169 
10395 


03172   04042   04231   04251 


01282 


03869*  03871 

03884   03888 

04733*  04736 

04757   04761 

06576   06577 

07538*  07S39*  07547 

07571  07575  08338 
08349  08354 
09237*  09249 


03873 
03892 
04742 
04767 
06585 
07550 
08340 
08  3  59 
09256 


03036 

03877 

04724* 

04747 

05489* 

06586 

07558 

08341 

08368 

09257 


09284   10158*  10159*  10163* 


00786  00787 
02577*  02579*  02762*  03094 
04426   04434   04437   04443 


08348 

08410 

09278 

10214 
SURGERY. GALLBLADDER 

00760*  00783   00785 

02365 

03530 

05326   05596   06208*  062C9*  062  19* 

06241    07119   07141    08003   0  8911 
SURGERY. GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 
00853   00891*  01675*  01677* 
01733   01734   02611*  02616* 
02670   02661    03060*  03176 
03583   03593   03842   04812 
06263*  06740*  06792   06934 
08945   08984   09848*  09876 


01293 

02208 

02999* 

03008* 

03037 

03877 

04730* 

04749 

0572  1* 

06587 

07560 

08343 

08375 

09261 

10164* 


02088 

02209 

03000* 

03009* 

03042 

03883 

04731* 

04753 

05747 

06620* 

07563 

08345 

08379 

09266 

10173 


02108 

02991* 

03001* 

03015 

03043 

03884 

04732* 

04755 

05752 

07537* 

07566 

08346 

08381 

09274 

1  0188 


00685 
01732 
02  665 
03564 
05389 
08050 
10373 
SURGERY. LARGE  INTESTINE 

00572*  00S74*  00583  00597  01416* 

01440   01441    01447  01647*  02345* 

02349*  02353*  02355*  02359*  02371 

02381    02383   02400*  02401*  02402* 

03207*  03208*  03210*  03211*  03212* 

03225*  03232   03234  03241  03242 

03254   03256   03274  03279  03288* 

04040   04103*  04110*  04122*  04125* 

04158   04160   04174  04183  04184 

04209*  04913*  05012*  05012* 

05047  05062  0S064 

05944*  05945*  05950* 

05991  05994  06010 

06477   06737*  06742*  06774  06798* 

06862   06865   06866  06867  06880 

07700*  07724*  07725*  07726*  07727* 

07776   07778   08054  08573  08602* 

08656*  08661*  08669  08685  08686 


10444 
SURGERY. L 
00703 
02509 


05166 
05630 
061  18 
07876 
08838 


00788  00789  01644 

0350  1  03508  03529 

04449  04450  04454 

06223*  06235  06238 

08912  10780  10784 


01699  01703  01731 

02632  02636  02656 

03287*  03558  03563 

05183  OS370  05385 

06940  08021*  08046 

10110  10185    10195* 


04206* 

05022*  05045 

05080  05081 

05967  05975 


01417* 

02346* 

02377 

02403* 

03213* 

03  251 

03292 

04138 

04185 

0501 6* 

05065 

05951* 

0601  1 

06806 

0688  7 

07729* 

0865  0* 

08693 


01418* 

0234  7* 

02379 

02966 

03220* 

03252 

03297 

04149 

04  186 

05018* 

05067 

05960 

06392 

06841* 

07675 

07740 

08653* 

08694 


03741* 

04282 
05149* 
05283 
06093 


SURGERY. LARGE  INTESTINE 
CONTINUED 

08701    08723*  09508*  09509*  09510* 
09517*  09519*  09522*  09525*  09528* 
09574   09585*  10116*  10428*  10430* 
10450    10460    10462    10466 
IVER 
00773*  01484*  01502   01504 

„^ 02839*  02840*  02841*  02842* 

02915*  03339*  03347*  03348*  03349* 
03368   03369   0337C   03371    03373 
03453*  03454*  03471   03472 
04265*  04268*  04276*  04279 
04302   04318   04400   04656 
05181    05182   05185 
06068*  06071*  06072* 
06138   06196   06963*  06971* 
07893*  07895*  07986   08782 
09011   09130*  09632*  09654* 
10556*  10572*  10595   10625   10649 
10773* 
SURGERY. MESENTERY 

04473 
SURGERY, PANCREAS 

00627*  00630*  01471*  01482 
04042   04219*  04231   04234 
05100   05103   05106 
06937   06941    0780  1 
SUR6ERY.PANCREATITIS 

03329   03330   03333 
08751    09619*  09621*  10532*  10538* 
SURGERY. PEPTIC  ULCER 

00260*  00446*  00447*  00453*  00465 
00473   00474   00476   00477   01335* 
01359   02259*  02260*  02261*  02262* 
02266*  02275   0227e   02277   03061* 
03145    03970*  03971*  03972*  03979 
03996   03998   04000   04001   04003 
04844*  04846*  04847*  04854*  04857* 
04869   04870   04872   04673   04875 
04887   04890   04892   04895 
04905   04909   04910   04911 
05822*  0582  3*  05824*  05830* 
05846   05847   05852   06691* 
07617*  07626*  07636 
08512   08513   09389 
09404   09411 
10308   10321 


09511*  09512*  09515* 

09543  09551  0956  3 

10432*  10436*  10438* 

10467  10482  10484 


01507 

02859* 

03350* 

03374 

03776 

04284 

05151* 

05286 

06096 

06997 

08808 

09690 

10671* 


02430* 

02864* 

03356 

03384 

03787 

04296 

05162 

05  556* 

06099 

07825* 

08828* 

09716* 

10770* 


02484 

02  86  7 

03367 

03393 

04257* 

04299 

05166 

05587 

06100 

07872 

08837 

10552* 

10771* 


01419* 

02348* 

02380 

03206* 

03224* 

03253 

04016* 

04157 

04190 

05021* 

05075 

05965 

06431 

06859 

07698* 

07762 

08654* 

08698 


05107 
07805 


02408* 
04237* 
05610* 
08033 


04237*  06057 


02410*  02412  03739 

04251   05096*  05098* 

06052*  06057  06935 

09611    10512*  10649 

06948*  06949*  07813 
10544 


04886 

04903 

05821* 

05844 

06724 

08495 

09399 

10303 


10272< 
10323 


06196 
07808*  07828*  07875 
09123*  09615*  09644* 

10624 


03247  03269 

04183  04193 

07723*  07729* 

09540  09569 


06726 
08507 
09403 
10304 
SURGERY. PORTAL  HYPERTENSION 

01488*  06109   06126   06190 
06205   07010 
08796   08807 

10562*  10570*  10580*  10616 
10772* 
SURGERY. RECTUM 

00566*  03217*  03231 
04152  04153  04182 
06011  06852  06902 
08054  08677  09529 
10465  10478  10480 
SURGERY. SALIVARY  GLAND 

00842 
SURGERY. SMALL  INTESTINE 

00091*  00504*  00505*  00629*  01022* 
02284*  02286*  02288*  02303   02320* 
03124*  03149*  03152   03154   03156 
04016*  04021*  04025   04028   04032 
04041    04042   04066   04094   04686* 
04917*  04919*  04924   04934   04935 
04951    04959   04960 
05870   05871    05872 
06392   06431    06477 
06756   06770   06774 
06926*  07150*  07649*  07650*  07651* 
07680   07698*  07699*  07700*  07702 
08523*  08538   08554   08569   08572 
08601*  08602*  08623 
09425*  09430*  09444 
10333*  10335*  10343*  10347   10350 
10394    10430*  10509*  10760*  10792 
SURGERY. STOMACH 
SEE  ALSO   GASTRECTOMY 
00303   00411   00412 
01646*  02117   02214*  02227 
02236   02237   02238   02242 

02997*  03053*  03055*  03056* 
03088   03090   03092   03112 
03866   03873   03896 
03926   03931   03936 
03955   03961   03963 

„_ 04487   04608*  04682 

04772*  04773*  04774*  04775*  04776* 
04791    04797   04799   04809   04812 
04832   04833   04839   04843   04846* 
04860*  04865   04872   04873   04924 
05744   05747   05751   05770*  05775 


0  0469 

01336* 

02263* 

03128* 

03981 

04019* 

04859* 

04877 

04897 

04973* 

05835 

06708 

07  64  1 

09  39  0 
10294 

10  329 


00470 

01356 

02264* 

03135 

03983 

04117* 

04860* 

04881 

04900 

05299 

05838 

06713 

08490 

09391 

10300 

10330* 


0047  1 

01358 

0226  5* 

03142 

0399  0 

04608* 

04  86  5 

04883 

0490  1 

05636* 

05843 

06716 

08492 

09397 

10301 


06201  06203  06204 

07953*  08754*  08759* 

09781*  09789  10553* 

10668  10726*  10755 


03277  03278  04135 

05025  05050  05950* 

07739  07778  07785 

09570  10428*  10437* 


05150*  05603* 

05881  05898 

06737*  06742* 

06786  06788 


08662 
09474 


004564 


02927 
03082 
03865 
03925 
03947 
03998 


09027* 
09475 


00474 
02231 
02251* 


0  3912* 
03937 
03964 
04728* 


01366* 

02321* 

03288* 

04034 

04832 

04  94  1 

05637* 

0591 1* 

06743* 

06798* 

07669 

07705* 

08  573 

09117* 

10117* 

10354 

10807* 


0  1379 

02745* 

03305* 

04036 

04860* 

04943 

05868 

05945* 

06746* 

06806 

07671 

08089* 

08575 

09179* 

10284* 

10385 

1 0808* 


00482 

02232 

02260* 

03065 

03123* 

03917 

03943 

03965 

04756 

04780* 

04  829 

04847* 

04973* 

05778 


01298* 

02234 

02684 

03069 

03546* 

03922 

03944 

03990 

04767 

0  4787 

04830 

04854* 

05636* 

05781 


0205  1* 

02758* 

03802* 

04040 

04916* 

0494  6 

0586  9 

06076* 

06755 

06880 

07  67  5 

0814  1* 

08596 

09185* 

10332* 

10391* 


01325 
02235 
02  79  7* 
0307  0 
0369  9* 
0392  4 
03945 
03997 
0477  0* 
04789 
0483  1 
04859* 
0567  0 
0578  7 


1353 


SURGERYt STOMACH 
CONTINUED  ,,.„^ 

05822*  O'BZA*  05647  06612*  06631  06645  06656  07542* 
07549  07566  07577*  07579*  07587*  07588*  07608  08348 
08388*  08391*  08393*  08410  08420  08472  08669  08908 
09083  09296*  093  03*  09306  09341  09346  09357  09358 
09365  09396  10111  10211  10214  10246  10254  10327 
10549 
SURGERY. ULCER  ,,„,^ 

06567*  06705   06711    06718   06722   06725   07618*  07623* 
07637   07644    08393*  08488   08510   0940  0   09401    09412 
09416    10267*  10283*  10284*  10295    10318   10325    10327 
10805* 
SURGERY. ULCERATIVE  COLITIS 

00611*  00619   04208*  05863*  05975   06022*  07792   08648* 
08655*  08726   09595   09597   10345*  1043  9*  10502*  10504* 
SURGERY . VASCULAR 

00205*  00206*  002C7*  06521    08333*  08762*  09123*  09429* 
09702    10169    10179    10581*  10590*  1062  4    10666    10818* 
10828 
SURGICAL  APPARATUS 

02567 
SURGICAL  APPARATUS  AND  TECHNIQUES 

08355   08426   08433   09198*  09208*  09212*  09513*  09525* 
10263    10763* 
SURGICAL  TECHNIQUES. EXPERIMENTAL 

00243   04292*  04686*  05158*  05182   05185   05898   06061* 
06068*  06190*  06304*  06416*  06928*  07373   07821*  07845* 
08077*  09183*  09184*  09168*  10041* 
SURGICAL  TREATMENT  OF  BLEEDING 

07645   09361    09392    10179    10262    10268* 
SURVIVAL  RATES. CANCER 

02344*  02345*  02346*  02348*  03960   04772*  05012*  05014* 
05769*  05947*  05948*  05950*  06071*  C6971*  07733   07829* 
08651*  08652*  09508*  09518*  10427* 
SYNDROME. BLIND  LOOP 

03176   06755   07710*  06589 
SY  NDR  OME  .  BUD  D-CH  1  AR  I 

00751    02436*  02437*  02562*  02619*  03383   04257*  05145* 
05156*  06066*  07002   08768*  08815   09666   09682    10570* 
SYNDROME. CARCINOID 
SEE  ALSO   CARCINOIDS 
SEE  ALSO   SEROTONIN 
02646 
SYNDROME. CUSH I NGS 

08178*  09698   09979* 
SYNDROME. DUBIN-JCHNSON 

00653*  01495*  01496*  01554   02106*  02449*  04261*  04311 
07952   09685    10614    10622 
SYNDROME . DUMPI NG 

00504*  03068   04805   08550   09425* 
SYNDROME. GARDNERS 

06897   07668   0951S*  09799*  10429*  10452 
SYNDROME .GASTRECTOMY- INDUCED  AFFERENT  LOOP 

00256*  00456*  00482   01339*  01392*  02221*  03955   06654 
10284* 
SYNDROME. GASTRECTOMY- INDUCED  DUMPING 

00256*  01339*  01340*  01341*  02267*  04773*  04846*  04854* 
05827*  06617*  08503   08512   09331    10210   10284* 
SYNDROME.MALLORY- WEISS 

04  792   04838   05774*  06593   08308   08357   10236 
SYNDROME. PEUTZ- J EGHERS 

00538   02680   03177   03178   03257    03267   04052   04931 
06740*  06744*  06792   07657   07693   08524*  08535   09447 
09454   10358   10359    10364    10365 
SYNORCME. ROTORS 

10612 
SYNDROME. SJOGRENS 

00654*  03566   04460*  08938*  09203*  10812* 
SYNDROME. ZIEVES 

00753 
SYNDROME . ZOLLl NGER-ELLI SON 

00825*  00847   00848   01653*  01654*  02620*  02621*  03687 
03588   03594   04477   04581*  05339*  05340*  05341*  05342 
05343   06259*  06567*  07089*  07182    08020*  08033   08481* 
08730   08975   08976   09847*  09848*  09852   09873   10527 
10809* 
SYPHILIS 

06987   06988   06989   08832 

TEMPERATURE  FACTORS 

00241*  00957*  00968*  01171*  01344*  01555*  01558*  01682* 
01970*  02214*  02282   02907*  04016*  04519   04667   05513 
05517   05540*  05549*  05626*  06363   06517*  07261    07342* 
07365   07447   07455   08132   08296   08833   09052* 

THERAPY. DIETETIC 

02482   03994   04084   04307   04983   04989   05143*  06262* 
06821    06947   07713*  08945   08971    09027*  09337   09705 
10129   10411* 

THERAPY . DYSENTERY 
05346 

THERAPY. MUD 
10599 


THIAMINE 

01664*  01954*  03460*  09146 
THIAMINE  ABSORPTION 

01856   01857   04088 
THR0M80SI S 

00681    00685   06661 
THROMBOSIS. HEPATIC  VEIS 
SEE  ALSO   8UD0-CHIARI  SYNDROME 
10558*  10666 
THYMUS  GLAND 

04636*  05085*  10025* 
THYROID  GLAND 

03800*  04597*  04623*  05875   06609*  06633*  08742*  09097 
09236   09669   10076*  10376   10641 
TISSUE  ADHESIVES 

09876    10202*  10590* 
TOLERANCE  TESTS 

02449* 
TOLERANCE  TESTS 

00549* 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  ABSORPTION 

TOXIC  EFFECTS  ON  BILIARY  TRACT 
TOXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  RECTUM 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
00026   00095*  00347   00702*  00826*  00924   01455 
02200   02309   03565   03804*  04024*  04258* 
04673*  04674*  04964   05364   05607*  06337 
06843   07046   07334*  07402   07449*  07463 
07843*  08040 


IN  MALABSORPTION  DIAGNOSIS 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 
00026 
01571 
04271*  04333 
06368*  06777 
07664   07689 


01572 


09714*  09937*  10156 


08841 
10255 


09058*  09165   09167 
10342*  10430*  10445 


04754   04755   04766   04767 


05607*  06264 


05990        10430*     10445 


01089* 

01567 

02024 

02035 

02500 

03408* 

0  3419 

04336 


00222  00705 

01556*  01557* 

01974*  01979 

02028  02029 


01067*  01088* 
01558*  01559* 
02008        02023 


02030 
02497 


02032 
02499 


03405*     03406* 
03417        03418 


04336 


09466 
10642 
TOXIC  EFFECTS  ON  ABSORPTION 

09936*  09937* 
TOXIC  EFFECTS  ON  BILIARY  TRACT 

01969*  06233   07326*  09816 
TOXIC  EFFECTS  ON  CIRCULATION 

02085* 
TOXIC  EFFECTS  ON  ESOPHAGUS 

00373   03679   04735   04746 
05740   06571* 
TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

01770   03565   03879   04482   05344   05345 
06272   07040*  07166   10156   10830 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 

00568*  02405*  02407   05949*  05970 
TOXIC  EFFECTS  ON  LIVER 

00191*  00197*  00198*  00219 
01092*  01093*  01147 
01S68  01569  01570 
02025   02026   02027 

02491*  02492*  02493*  02493*  02496 
02501    02503   02504   02506   02507 
03409*  03410   03411    03412   03413 
03603*  04295   04333   04334   04335 
04339   04340   04389*  04391*  04423*  04659 
05210*  05211*  05212*  05213*  05214*  05216   05217 
05219   05538*  05555*  05558*  05655*  06110   06143*  06144* 
06146*  06147   06148   06149   06150   06151   06152   06153 
06154   06155   06157   06158   06313*  06325   06331    06432* 
06433*  06438*  06442*  06443*  06446*  06456*  06457*  06476 
06500   06501    06502   06608*  07016   07039*  07046   07047 
07064*  07312*  07313*  07320*  07322*  07327*  07334*  07336* 
07340*  07352   07362   07390   07824*  07867   07883   0789  1* 
07894*  07896*  07901*  07902   07903   08079*  08111    08127* 
08227*  08228*  06231*  08235*  08236*  08238*  08245*  08249* 
08825*  08627*  08831    08833   08641    08843   09102*  09103* 
09106*  09107*  09121*  09135*  09144   09167   09642*  09714* 
09718   09720   09723    10022*  10028*  10031*  10048*   10054* 
10055*  10056*  10058*  10066*  10070*  10095   10642    10646 
TOXIC  EFFECTS  ON  PANCREAS 

04238*  04241*  06034*  06049   10005*  10006* 
TOXIC  EFFECTS  ON  RECTUM 

01455 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 

00026   00048*  00826*  02309   0234  1   04673*  04674*  04963 
05430   05866   05873   05915*  06337   06777   07205*  07236* 
07449*  07655*  09056*  09466   10342*  10430* 
TOXIC  EFFECTS  ON  STOMACH 

02215*  03720   03899*  04767   04788   04800   04803   04688 
05430   05503*  05740   05785   06368*  07297*  08161*  06387* 
09058*  09329   09383*  09971*  09996 
TOXIC  HEPATITIS 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 

00700*  00701*  07047   07841*  08823*  09717*  09722 
10672*  10674*  10675* 
TOXINS, BACTERIAL 

00060*  00061*  01625*  06506*  07152*  07652*  07655*  06527* 
09049   09424*  09849*  09936*  10811*  10841 


0433  7 
0514  7* 
0521  8 


10633 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSC 

SEE  ALSC 

SEE  ALSO 

SEE  ALSC 


00269*  00327 
02115  02135 
03566   03656 


03349* 
05182 


01241  01242 
02142  02143 
03848   045=e 


01?7S*  02429* 

03393  03776 

06973*  07425 

08827*  091 19* 


TOXINS. CHEMICAL 
SEE  ALSC   TOXIC  EFFECTS  ON  BILIAPY  TR 
TOXIC  EFFECTS  ON  ESOPHAGUS 
TOXIC  EFFECTS  ON  GASTROINTF 
TOXIC  EFFECTS  ON  LARGE  INTE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  RECTUM 
TOXIC  EFFECTS  ON  SMALL  INTE 
TOXIC  EFFECTS  ON  STOMACH 
00191*  00197* 
TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
01833*  01637*  01838*  01839*  07257 
TRACE  ELEMENT  AND  MINERAL  DEFICIENCIES 

00934   01096   01673*  01759   02011 
TRACE  ELEMENT  AND  MINERAL  METABOLISM 

06418    07794*  08259 
TRACE  ELEMENT  MET  ABOL  I  S  M  .L  I VER 

00006*  01499*  07364 
TRACER  STUDIES 

01240 
02136 
03823 

04701*  04975*  05262*  05264*  05296* 
05660   06052*  06369*  06957*  06962 
TRANSPLANTATION 

SEE    IMMUNOLOGY 
TRANSPLANTATION. LI VER 
01483*  01485*  01507 
03356   03371 
05185   06959 
08250*  08761*  08767 
09334   09631*  09641*  09654*  09675 
10069*  10591*  10692*  10694* 
TRANSPLANTATION, PANCREAS 

04234   05096*  06925*  06928*  06929* 
TRANSPLANTAT lON.SfALL  INTESTINE 

01000   02758*  03149*  03610   03631* 
04022*  04959   06309*  06925*  06928* 
07647*  08077*  10362 
TRANSPLANTATION. STOMACH 

03070    06419 
TRANSPORT .ION 

00033*  00034*  00035*  00046*  00051* 
00059*  00061*  00063*  00064*  00077 
00966    01013*  01014*  01047    01048 
01857    02732*  02733*  02744*  02750 
03627*  03628*  03629*  03632*  03636* 
03646*  03647*  03653   03658   03659 
04211*  04212*  04484    04514    04531* 
04538*  04539*  04540*  04541*  04543* 
04592*  04669*  05434*  05436*  05439* 
05450*  05451*  05456   05457   05463 
05833*  05935   06346*  06347*  06353* 
07290*  07360   07418   07455   08114* 
08225*  08387*  08480*  08940*  09029* 
09138*  09200*  09932*  09934*  09971* 
TRAUMA  IN  CHILDREN. ABDOMEN 

06790   07692   07895*  08830*  08834 
TRAUMA, ABDOMEN 

00351  01370*  01689 
04913*  05104 
07143  07181 
07724*  07799 
08049  08063 
10  671* 
TRAUMA. BILI ARY  TRACT 

00063*  07139   07143 
TRAUMA, DUODENUM 
02299   07677 
TRAUMA. ESOPHAGUS 

00372   00387   01291 
03879   03881   03883 
05740   05749   10171 
TRAUMA. GALLBLADDER 

07123 
TRAUMA. GASTROINTESTINAL 


STINAL 
STINE 


01325 

02144 

C4632* 

05602* 

07339* 


02432* 
0383  1* 
07468 
09124* 
1 0018* 


01403 

02736* 

04645* 

05692 

06248* 


02443* 
04270* 
07838* 
09183* 
1 0041* 


03873 
06942 


03884 
07240* 


04479 
07123 
07678 
08044 
09863 


01719 
05365 
07196 
07885 
08546 


02194 
03885 


02677 

05880 

07460* 

07899* 

08559 


02207 
03889 


00052* 

00086 

01078* 

C2795* 

03637* 

C366  0 

04532* 

04551 

0544  0* 

05480 

0681 7* 

08126* 

09035 

10015* 


04042 
06  58  3 
07505 
07900* 
0882  6* 


0301  1 
04743 


00053* 

00953* 

01 647* 

02796* 

03638* 

03794* 

04533* 

04552 

05442* 

05495* 

07  24  1* 

08160* 

09052* 

10126* 


04466 
06768 
07533 
07904 
08839 


03034 
05735 


02114 

03547* 
04692* 
05706 
09154 


02667 

05158* 

07845* 

09194 

10062* 


0  4  021* 
07456 


00055* 

00961 

01854 

03285* 

03641* 

03902* 

04537* 

04556 

05447* 

05568 

07258 

08186* 

09084 


04468 
07006 
07676 
08036 
08973 


03672 
05736 


01364 

01687 

02605* 

03573 

03879 

04016* 

04468 

0  5  382 

05393 

TRAUMA, LARGE  INTESTINE 
03232   05960   05964 

05965 

06865 

10488 

TRAUMA. L IVER 

00676   00687 
02510   02619* 
05164   05183 
06100   06336 

00703 
02866 
05187 
06768 

01503 
03414 
05S70 
06994 

0  1604 
03681* 
05629 
08836 

02138 
03767 
C607  0* 
08838 

02150 
04303 
06091 
08839 

02488 
04466 
0  6  099 
08997 

0972  1 

10650 

10677 

10678 

TRAUMA. PANCREAS 
00644*  00645 

02410* 

0332  1 

04229 

04230 

04466 

050961 

05104 

05105 

06936 

07817 

TRAUMA. RECTUM 

00566* 

01454 

TRAUMA, SMALL  INTESTINE 
02897*  04922   04925 

04964 

05880 

05  88  8 

05908 

06352- 

06753 

06790 

03205*  04057 
06855  07S62 
10286   10363 


08291*  I023S 


TRAUMA. STOMACH 

02214*  02239   03081   03935 

05740   05773*  05810   09895* 
TROPICAL  SPRUE 

00545*  00546*  01197*  01392* 

02336*  03189*  03199   04081* 

06811*  06816*  07712*  08624 
TRYPSIN 

01936*  02075   02657   02653 
TRYPSIN  INHIBITION 

07970   09080* 
TRYPSIN  INHIBITION. PANCREAS 

05534*  09090* 
TRYPSIN  SECRETION, PANCREAS 

01051*  01062   02817*  05534* 
TUBERCULOSIS 

00868   03181 

05966   06634 

09328   09440 
TUBERCULOSIS, LI VER 

00680 
TUMORS. BENIGN  LARGE  INTESTINE 

05993 
TYPHOID  FEVER 
SEE  ALSO   SALMONELLOSIS 

02313   02314   05230   07656* 
TYPHOID  FEVER  COMPLICATIONS 
10372 


ULCER  COMPL ICAT IONS. PEPTIC 

01340*  02250*  03146   03989   03993 
04866   04868   04882   04889   04892 
05836   05840   05853   08338   08403 
ULCER  DIAGNOSIS 

03836*  06689*  07622*  07640 
ULCER  DIAGNOSIS. PEPTIC 

00304   02097*  02116   02120   02121 
04010   04874   04876   04880   04904 
I  0330* 
ULCER  DIAGNOSIS. RADIOLOGY  IN  PEPTIC 

07630   08516 
ULCER  EPIDEMIOLOGY 

06685*  09412 
ULCER  EPIDEMIOLOGY. PEPTIC 

00451*  004S4*  00457*  00458*  00459* 
04884   05151*  05821*  07617*  07634 
ULCER  ETIOLOGY 

03874   07620*  07625*  07643   08180* 
09414   10299   10310   10319 
ULCER  ETIOLOGY. PEPTIC 

00454*  00460*  00465  00478  01342* 
02254*  02255*  02270  02271  02272 
02622  02792*  02794*  02931*  03130* 
03987  04267*  04844*  04848*  04850* 
04891  04907  05768*  05831*  05833* 
08480*  10305  10313 
ULCER  IMMUNOLOGY. PEPT IC 

04867 
ULCER  PATHOLOGY 

04858* 
ULCER  PATHOLOGY. PEPTI  C 

02269   03995   04862*  05802 
07615*  08498 
ULCER  PERFORATION 

02250*  06725   06729   07639 
ULCER  PERFORATION. PEPTIC 

00458*  00468   013S1*  02277   02281 
04893   05821*  05834   05840   05851 
08508   09393   10311   10322 
ULCER  PROPHYLAXIS. PEPTIC 

05832*  05850   09072*  09379*  10271* 
ULCER  SURGERY 

06567*  06705   06711   06718   06722 
07637   07644   08393*  08488   08510 
09416   10267*  10283*  10284*  10295 
10805* 
ULCER  SURGERY. PEPTIC 

00260*  00446*  00447*  00453*  00465 
00473   00474   00476   00477   01335* 
01359   02259*  02260*  02261*  02262* 
02266*  02275   02276   02277   03061* 
03145   03970*  03971*  03972*  039  79 
03996   03998   04000   04001   04003 
04844*  04846*  04847*  04854*  04857* 
04869   04870   04872   04873   04875 
04886   04887   04890   04892   04895 
04903   04905   04909   04910   04911 
05821*  05822*  05823*  (55824*  05830* 
05844   05846   05847   05852   06691* 
06724   06726   07617*  07626*  07636 
08495   08507   08512   08513   09389 
09399   09403   09404   09411    10272* 
10303   10304   10308   10321   10323 


03943   03965   04824   04856* 


02332*  02333*  02334*  02335* 

04100  04990  04992   04999 

10406*  10415* 

04256  05534*  07306* 


04148   04818   05142*  05764* 
07783   06448   08772   08963 
10829 


03997   04004 
04893   05623* 
08491   09384 


0484  9* 
0582  7* 


02920*    03985 
04906       07511 


00461*    03992 
09406       10317 


03987 
10324 


08482*    08485*     09412 


01360  01364 

02273  02280 

03704*  03710* 

04853*  04856* 

05857  05860 


02249* 
0232  0* 
0398  2 
0488  8 
0761  7* 


05848       05852       05855       05693 


07793*    08500       08534        10318 


03978       04008 
05859       08492 


0672S       07618* 
09400       09401 
10318        1032S 


04  89  0 
08494 


07623* 
0941  2 
10  327 


0  0469 

01336* 

02263* 

03126* 

03981 

04019* 

04659* 

04677 

04897 

04973* 

05835 

06708 

07641 

09390 

10294 

1032  9 


00470 

01356 

02264* 

03135 

03983 

041 17* 

04660* 

04861 

04900 

05299 

05636 

06713 

08490 

09391 

10300 

10330* 


0047  1 
01358 
0226  5* 
0314  2 
0399  0 
0460  8* 
0486  5 
04883 
0490  1 
05636* 
0584  3 
06716 
08492 
0939  7 
10301 
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ULCER  TREATMENT 

04814 

07639 

08468 

09382* 

09406 

0941  3 

10288 

ULCER  TREATMENT. 

PEPTIC 

00472 

00478 

01336* 

02274 

031 19* 

C3124* 

03126* 

03128* 

03133* 

03136 

03137 

03140 

03141 

03143 

03701* 

03973* 

03974* 

03977 

03980 

03968 

03991 

03994 

03999 

04006 

04008 

04009 

04013 

04845* 

04851* 

C48S2* 

04861* 

04863 

04871 

04875 

04876 

04877 

04879 

04894 

04896 

04898 

04899 

04900 

04902 

05510* 

05818* 

05819* 

05825* 

05639 

05845 

05846 

05850 

05851 

06733 

08403 

08494 

08501 

08502 

08508 

09377* 

10297 

10302 

10305 

10322 

10323 

ULCER. GASTRECTOMY- INDUCED  RECURRENT 

04860*  07624*  08503 
ULCERATIVE  COLITIS 

00540*  00569  00614 
02407 
03291 
03300 
04217 


02402*  02406 
03290*  03291 
0  3  296 
04215 


00617 
02597 
03291*  03292 


03298 
04216 


03301   03302 
04269*  05087 


014=7*  01458*  02397* 

02622   03285*  03286* 

03293  03294 

03570  04124* 

05089  06801* 


06914*  06915*  06916*  06917*  06918*  06920*  06921 


05065*  060C7 


00623   05085*  06918*  10392* 


05090   06022*  06027   06919* 


06022*  06025   06028 


06022*  07792 
10439*  10502* 


07781    07787*  08642   08643*  08655*  C8701   08725 
09585*  09587   09588   09591   09592   09593   09925* 
10336*  10435*  10499*  10501*  10506   10507 
ULCERATIVE  COLITIS  COMPLICATIONS 

00612*  04214   05139*  06023*  06024*  06026   06029 
ULCERATIVE  COLITIS  DIAGNOSIS 

00618   00624   01231    01460   0  2133   02399*  03303 
05086   06923   08724   09584*  09589   10434*  10500* 
ULCERATIVE  COLITIS  O I AGNOS IS .RAD lOLOGY  IN 

08722* 
ULCERATIVE  COLITIS  EPIDEMIOLOGY 

02404*  04218   06018*  06019*  07789*  08655*  10499* 
ULCERATIVE  COLITIS  ETIOLOGY 

00610*  00623   02405*  04203*  04218 
09598 
ULCERATIVE  COLITIS  HISTOLOGY 

00608* 
ULCERATIVE  COLITIS  IMMUNOLOGY 
00609*  00615   00621   00622 
10  505   10587* 
ULCERATIVE  COLITIS  IN  CHILDREN 
01461   04207*  05004   05086 
06721* 
ULCERATIVE  COLITIS  PATHOLOGY 

01456*  01459   01461   04203*  04218 
09594 
ULCERATIVE  COLITIS  SURGERY 

00611*  00619   04208*  05863*  05975 
08655*  06726   09595   09597   10345* 
ULCERATIVE  COLITIS  TREATMENT 

00611*  00616   02655   04205*  04206*  04209*  05086 
06021*  06025   06030   06917*  08721*  10502* 
ULCERATIVE  COLITIS. CLINICAL  STUDIES  OF 

00611*  07791 
ULCERATIVE  COLITIS. DISEASES  ASSOCIATED  WITH 

00611*  00612*  00613*  00620   01462   0164  7*  02397* 
02399*  02400*  02403*  06023*  06024*  08643*  06721* 
09586*  09590 
ULCERATIVE  COLITIS. DRUG  TREATMENT  OF 

02396*  02404*  06915*  06919*  06924   09596 
ULCERATIVE  COLITIS. IMMUNOLOGY  IN 

06916* 
ULCERS 
SEE   ANTACIDS 

SEE   ANTICHOLINERGIC  AGENTS 
SEE   DUODENUM 
SEE   GASTRECTOMY 
SEE   ULCERATIVE  COLITIS 
ULCERS  IN  CHILDREN. PEPTIC 

02281   03136   04646*  04908 
ULCERS. AGE  FACTORS  IN 

06682* 
ULCERS. AGE  FACTORS  IN  PEPTIC 

00464   04684   06490   09386 
ULCERS, ANASTOMOTIC 

08464 
ULCERS. BLEEDING  PEPTIC 

00395*  00424   00433*  00470 
04014   04868   04662   04895 
06732   07581*  07645   08514 
10261*  10295   10306 
ULCERS. CIRCULATION  IN  PEPTIC 

09409 
ULCERS. CLINICAL  STUDIES  OF  PEPTIC 

06498 
ULCERS. DISEASES  ASSOCIATED  WITH 

01343*  06731    10267 
ULCERS. DISEASES  ASSOCIATED  WITH  PEPTIC 

00144*  00391*  00459*  00479   00847   01351*  02253* 
02321*  05802   06627   07511   07621*  06505   10228 
ULCERS. DRUG  TREATMENT  OF 

01332*  01333*  02258*  03118*  03701*  03967*  04845* 
06690*  06696*  06485*  10276*  10277* 


02401* 

03267* 

03295 

04213 

0  6  891 

06922 

09472* 

10291 


10503* 
09586* 


08648* 
10504* 


02398* 
06725 


05850   09390 


10295 


00497   00498   01328* 
05773*  05620*  05849 
08934*  09386   09392 


01336* 

06730 

09417 


02320* 
10296 


03120*  03121* 
03170   03174 


05859 
0  67  04 


0666  6* 
06707 


07564*  07616*  07618*  07622* 

07634  07635  07640  07643 

06477*  08481*  08482*  08464* 

08511  08514  08515  08517 


ULCERS. DRUG  TREATMENT  OF  PEPTIC 

00436*  00467  00469  00493  00494  00495  00496  01329* 
01330*  01331*  01345*  01353  01354  01355  03126*  0312  9* 
03137  03967*  03973*  03974*  03999  04769*  04845*  04851* 
04861*  04676  04877  04879  05820*  05825*  0S84S  06666* 
06706  07619*  07642  09427*  10292  10313  10314 
ULCERS. DRUG- INDUCED 

00419   00432*  00434*  00435*  00436*  02257*  02264*  02272 
03045*  03052*  03956   03966*  04018*  04769*  04810   04850* 
04861*  04886   05503*  06697*  08479*  09420   10266*  10270* 
10278*  10279* 
ULCERS. DUODENUM 

00258*  00267*  00443*  00444*  00445*  00448*  00449*  00450* 
00452*  00457*  00459*  00471    00476    00488   00489   0049  1 
00492   00920   01332*  01333*  01334*  01337*  01338*  01342* 
01344*  01346*  01347*  01353   01356   01358   01359   02250* 
02252*  02253*  02256*  02257*  02259*  02281 
03125*  03127*  03128*  03131*  03132*  03139 

03980   05835   05636   05640   05849   05857 
06689*  06690*  06696*  06700*  06701*  06703 

06714  06720  06729  06734 
07623*  07627*  07628*  07633 
07644   08393*  08436   08447 

08486   06496   06500   08509 

09171*  09209*  09378*  09391 

09416   09422   09993*  10267*  10270*  10271*  10274* 

10276*  10277*  10282*  10283*  10285*  10287   10290 

10299   10300   10303   10310 

10817* 
ULCERS. ESOPHAGUS 

03874   07638   06334* 
ULCERS. EXPERIMENTAL 

00434*  00437*  00438*  00440*  00487 

01329*  01330*  01345*  01348*  01349*  01350*  02282 

02405*  03059*  03967*  03968*  04652*  04853*  04864 

05625*  05626*  05828*  05829*  06608*  06616*  06619* 

10266*  10280*  10297 
ULCERS. FREEZING  TREATMENT  OF  PEPTIC 

06730 
ULCER E.GASTROOUODENAL 

06705   06710   06711 

09384   09401    10289 
ULCERS.  GASTROINTESTINAL 

02612*  03557   03906*  10624 
ULCERS. LARGE  INTESTINE 

00606   04141   05010* 
ULCERS. METABOLIC  CHANGES  IN  PEPTIC 

094  10   10290 
ULCERS. PEPTIC 

00259*  00304 

00466   00477 

01363   01365 

03131*  03134 

03586   03594 

04011   04012 

04855*  04656*  04663 

05841    05854   05856 

06693*  06697*  06702 

07638 

08505 


09398        09402       09408 


10318        10325        10326 


00495       00501 


0941  3 
10275* 
10293 
10  531* 


0132  6* 
0228  3 
0576  6* 
06702 


06718 
10294 


07636 
10320 


08493       08495        08506 


00462       00463        00465 
00500       01273*     01348* 
03120*     03121*     03123*    03127*     0313  0* 


00439*    00440*     0044H 

00480       00483        00490 

03082 

03139 

03976 

04399 


03142  03144 

03984  03986 

04489  04492 

04685  04687 

05658  06623 

06707  06712 

08467        06483*    06486*  08487*    08489 

09296*     09298*    09380*  09383*     09396 


03146       03546*  03587 

04002        04005  04007 

04624*     04779*  04849* 

05341*    05342  05343 

06683*    06691*  06692* 

06717       06723  0763  1 

08497 

09405 


08504 
09407 


09852        09925*     10266        10302 
ULCERS.RECTUM 

03246        10435* 
ULCERS. SMALL     INTESTINE 

00309        00435*     00436*     00527 


10312   10315 


01380   01394*  02289*  03132* 


03836*  03906*  03959 
09648* 
ULCERS. STOMACH 

00298  00400  00419  00620 

01323  01346*  01361  02172 

03050*  03058*  03059*  03103 

03142  03144  03145  03146 

03921  03956  03959  03965 

03977  03981  03984  03986 

04602  04810  04814  04626 

04904  05339*  05811  05814 

05859  06675 


04018*  04695*  06783   08498   08534 


00915  01217  01300*  0130  1* 

02219*  02220*  02251*  03048* 

03118*  03122*  03129*  03134 

03836*  03874  03902*  03906* 

03966  03969*  03975  03976 

04002  04289  04786  04795 

04834  04836  04841  04855* 

05817  05818*  05837  05842 


06660*  06681*  06682*  06684*  06665*  06686* 

06687*  06694*  06695*  06698*  06699*  067  19  06973*  07584* 

07613   07615*  07619*  07624*  07625*  08070  08389*  08463 

08478*  08481*  08462*  08465*  06499 


08466 
08517 
09367 


08500   08516 


08518 
09394 


0931  6 
09395 


09895*  10276*  10267 
1031 


09334  09376*  09376*  09362*  09385 
09402  09406  09411  09413  09415 
10288   10291    10293   10299   10310 


10316   10332*  10817* 

ULCERS. STRESS  FACTORS  IN 

00437*  00436*  00439*  00460*  00461*  00499   00501   01349* 
01350*  02278   02279   02282   02283   03902*  03967*  03966* 
04644*  04850*  04857*  04656*  04662*  04864   04691   04905 
05773*  05820*  05826*  05828*  05829*  05832*  05833*  06709 
07620*  08476*  09381*  09387   09388   09421   10268*  10319 

ULTRASOUND 
06360 

ULTRASOUND  IN  DIAGNOSIS 
07509   09210*  09605 
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UL 1RASTRUCTUBE. BILIARY  TRACT 
0621 3» 

ULTPASTRUCTUPE .ESOPHAGUS 
OielO   02718 

UL  TPASTRUCTURE. GALLBLADDER 
00775* 

ULTRA STRUCTURE. GASTROINTESTINAL 
07215   0746«   07578*  08094 

ULTRASTRUCTURE. LARGE  INTESTINE 
03271  036C6*  C3620  CS020* 
07210*  07212   08662   09897 

ULTRASTRUCTURE  .LIVER 

00019*  00020*  00201*  00202* 
00661*  00700*  00908*  00909* 
01523   01535   01565   01571 
01809*  0182S   01826   01827 
02025   02027   02031    02426* 
02511*  02710*  02711*  02723 
02846*  02847*  02856*  02882 
03409*  03415   03424*  03440 
03616   03644*  04260*  04261* 
04335   04349*  04363 
04S18   04519 
05150*  05208 
05421    05423 
06127 
06323 


05416*  05481    05956*  06311* 


0450 1* 
04520   04524 
05213*  05222* 
05424   05429 
0S571    06127   06140   06150 
06321    06323   06324   06434* 
07234    07312*  07313*  073  19* 
07407   07902    07911*  07922* 
08081*  08084*  08101    08215* 
09010   09110*  09113*  09135* 
09905    10021*  10027*  10036* 
10058*  10065*  10085    10567* 
ULTRASTRUCTURE .PANCREAS 

00011*  00906*  00907*  01821 
03334   03648*  04238*  04629* 
05422   05525*  06050*  07208* 
1001 1  *  10012* 
UL  TRASTRUCTURE .PER  I TONEUM 

08096 
ULTRASTRUCTURE. SALIVARY  GLAND 
00911    00914   03695*  04S17 
08160 
ULTRASTRUCTURE. SMALL   INTESTINE 
00008*  00015*  00045*  00508* 
00925   00926   01157*  01370* 
01804*  02708*  02721    02735* 
03602*  03610   03622*  03626* 
04513   04515   04522*  04536* 
05438*  05447*  05922*  05925* 
06311*  06338   06345*  06352* 
07204*  07205*  07216   07219 
08075*  08082*  08084*  08089* 
09179*  09484*   10342* 
ULTRA STRUCTURE. ST CKA CM 
00002*  00421    00916 
02704*  02705*  02706 
03618   04502*  04505*  04528 
05408*  05409*  05410*  05425 
08075*  08078 
09695*  09900 
UREA 

02853*  05580 
UREA  METABOLISM. LIVER 

06436*  10019*  10598 
URINARY  BILE  METABOLITES 

07332*  07630*  08328 
URINARY  ENZYMES 

02949   05119*  06619*  08935* 
UR  INE 

07927 
URINE  METABOLITES 

00232*  01531    06498   08781 


00655* 

00931 

01585 

01968* 

02427* 

02725 

02868* 

03603* 

04297 

04506* 

04525 

05272* 

05455 

06152 

06438* 

07320* 

07959* 

08262 

09152 

10042* 

10583* 

02817* 
04630* 
07230 


0C656* 

00932 

01672* 

02013 

02428* 

02726 

C3340* 

03605* 

04  32  4* 

04512 

04529 

05401* 

05459 

0616  3* 

07228 

07325* 

08066* 

08753* 

09154 

10052* 

1061  1 

02821* 
0463  2* 
08207 


00658* 

01082* 

01797 

02014 

02460 

02741* 

0340S* 

03613 

04326* 

04514 

0463S* 

05404* 

05555* 

06169* 

07229 

07393 

08076* 

08825* 

09893* 

1 0053* 

10657 


00660* 

OISII 

01808* 

02023 

02471 

02837* 

03406* 

03615 

04328* 

04516 

05  146* 

05419 

0SS65 

06320 

07231 

07394 

08079* 

09009 

09899 

10056* 


03316   03321 
05120*  05405* 
09603   10005* 


05464    06303*  07471 


01812 
02707* 


08080*  08097 


00536 

01387 

02743* 

03792* 

05413* 

05926* 

06507* 

07224 

081 19* 


01813 

02719 

04781* 

05427 

08417 


00555 

01414 

02894* 

04503* 

05430 

06301* 

06509* 

07232 

08582 


01814 
03103 
04862* 
0543  0 
0849  9 


0  0565 

01784* 

02898* 

04508* 

05432 

06307* 

06739* 

07449* 

09016 


00904* 

01802* 

03601* 

04510* 

05437* 

06310* 

06747 

07655* 

09028* 


02702*  02703* 

03604*  03617 

05406*  05407* 

07217  07297* 

09317  09394 


06509*  08188   09433*  09995* 


VAGOTOMY 
00146* 
00429 
00475 
01337* 
01933* 
02265* 
02798* 
03125* 
03900* 
03998 
04610 
04  860* 
05822* 
06408* 
06703 
07  190 
07624* 
08218* 
08901 
09327 
10077* 


00147* 

00440* 

00504* 

01339* 

01934* 

02266* 

02826 

03128* 

03936 

04000 

04774* 

04671 

05624* 

06633 

06710 

07273 

07631 

08475 

09014 

09389 

10166* 


00152* 

00442* 

00569* 

01357 

02097* 

02276 

02850* 

03132* 

03942 

04006 

04780* 

04881 

05830* 

06649 

06714 

07280* 

07646 

06486* 

09043 

09422 

10167* 


00153 

00443* 

00615 

01359 

02249* 

02676 

02905* 

03135 

03970* 

04013 

04796 

04900 

05846 

06688* 

06715 

07293* 

08037 

08496 

09096 

09850* 

1 0196* 


00237 

00444* 

010  16* 

01861* 

02260* 

02707* 

02916* 

03140 

03972* 

04019* 

04622 

05497* 

06375* 

06689* 

06724 

07476* 

08137* 

08506 

09163 

09973* 

10244 


0026C* 

00445* 

01017* 

01885 

02261* 

02788* 

02936 

03141 

C3990 

04092 

04825 

05625* 

06378* 

06691* 

06727 

07616* 

08140* 

08510 

09189* 

09974* 

10269* 


00303 

00447* 

01334* 

01916* 

02262* 

02792* 

02937 

03625* 

03991 

04094 

04657* 

05791 

06386 

06700* 

06728 

07622* 

08167* 

08513 

09283 

09978* 

10272* 


VAGOTOMY 
CONTINUED 

10279*  10282*  10283*  10303 
VALVE.  ILEOCECAL 

05638*  05909   07667 
VARICES. ESOPHAGUS 

01277   01487*  01609*  01647*  02190*  02203 
03480   03867*  03880 
04492   04740   05728 
07543*  07576 
08754*  08796 
10175 


00377 

00450* 

01335* 

01917* 

02264* 

02797* 

03055* 

03668' 

03997 

04608* 

04859* 

05794 

06407* 

06701* 

07111* 

07623* 

08172* 

08515 

09288* 

09993* 

10274* 


I03Z1    10326   10328    10329 


02991*  03037 
03897   04489 


02204 
03894 
05762 


06597 
08380 


03893 

05739 
07953*  08333*  08352 
08864*  09239*  09242* 
10179   10180   10570* 


08446   09304* 


04966*  05870 


04471 
05890 


04472 
06779 


09186*  09428*  09429*  09467 
10331*  10344*  10361    10386 


04473 
07654* 
09628 
10810* 


06599 

08384 

10161*  10164*  10169 

10754   10805*  10863 

VARICES. STOMACH 

01277   06613*  07580*  07612 
VASCULAR  DISEASES. MESENTERY 

01693   02625   04028   04465 
04929   04945 
08028   06551 
10127    10147 
VASCULAR  SURGERY 

00205*  00206*  00207*  06521   08333*  08762*  09123* 
09702    10169   10179   10581*  10590*  10624   10666 
10828 
VILLOUS  GASTROINTESTINAL  NEOPLASMS 

08594 
VILLOUS  LARGE  INTESTINE  NEOPLASMS 

06838*  07774   08708   09547 
VILLOUS  RECTUM  NEOPLASMS 

07774   08716   09560   10485 
VILLOUS  SMALL  INTESTINE  NEOPLASMS 

10375 
VIRAL  HEPATITIS 

00656*  00709*  00710*  00712*  00713 
01584   01585   01595 
02522   02523 
02531   02532   02533 
02541   02542   02543 
03420*  03422*  03423*  03429 
04330*  04352   04355   04357 
04376   05226*  06176   06  181 
07050*  07052*  07053*  07055*  07056 
07063   07064   07066   07067   07070 
07914*  07935 
08852   08853 
09771   09774 


0291  4* 

03895 
0656  8* 
0836  0 
0966  8 
1073«* 


04476 
0772  7* 
0987  7 
1081 e* 

09429* 
10818* 


0  2521 
02530 
02540 
02553 
0  3442 
04373 


00717   00721 
02511*  02513*  02516* 
02524   02525   02526 

02534 

02545 


07913* 

08850 

09770 


07939 
08854 
10701 


07  941 
08861 
10  702 


02535 

02546 

03436 

04360 

06443* 

07059 

07073 

07951 

08862 

107  03 


03444 
08862 


03446   04356 
09724*  09741 


03439 
05148*  05220*  05240 
08859   09763 


03447* 
05245 


04367 
05238 
06175 


02547 
0  4371 
05242 
061  79 


08844*  08858 
10681*  10699 


03428 

05221* 

05249 

07910* 

09727*  09730* 

10711   10718 


02  54  9 
04374 
05248 
07165 


00729- 
02520 
02529 
02538 
02552 
03441 
04369 
07011 
07061 
075  06 
08849 
09761 
10713 
VIRAL  HEPATITIS  COMPLICATIONS 
00706*  02526   02531   02535 
05251    07053*  07840*  07936 
09773   10708 
VIRAL  HEPATITIS  DIAGNOSIS 

00329   01249   02532   03425*  03435 
04353   04361    04368 
06556   07484*  07934 
VIRAL  HEPATITIS  EPIDEMIOLOGY 
01573*  01574*  01583   02521 
03437   04346*  0435  1 
05228   05231   05232 
06164*  06167*  06170 
07921*  07938   07940 
09743   09755   09762 
VIRAL  HEPATITIS  ETIOLOGY 

00716   02515*  0252  1   02529   03423*  03424*  03430* 
03432   03438   0344  1   03443   03445   04341*  04342* 
04344*  04346*  04350   04354   04362    04366   04375 
05233   05235   06163*  06165*  07910*  07918*  08844* 
10684* 
IMMUNOLOGY 
01574*  01590   01592   01593   01594 
02524   02525   02528   02529   02530 
02538   02541   02543   02544   02546 
04341*  04342*  04343*  04344*  04345*  04346*  04347* 
05220*  05224*  05225*  05234   05236   05238   05239 
05244   05246   05247   05249   05253   06163*  06164* 
06167*  06169*  06172   06173   06177   06180   06182 
07054*  07064   07065   07080   07907*  07908*  07910* 
07913*  07915*  07916*  07917*  07918*  07919*  07920* 
07929   07932   07947   08845*  08847*  09650*  09725* 
09727*  09735*  09742   09750   09751    09752   09753 
09768   10057*  10584*  10681*  10682*  10685*  10686* 
10688*  10689*  10696*  10711    10719 
VIRAL  HEPATITIS   IN  CHILDREN 

00706*  00728   01583   02551 
04364   06162*  07075   07919*  07932 
09756   09764   09765   09767   09775 
VIRAL  HEPATITIS  PATHOLOGY 

02534   02545   02548   02552 
04378*  05222*  05227*  0524  1 
06175   07922*  08844*  09729* 
VIRAL  HEPATITIS  PROPHYLAXIS 
05220*  05223*  05229   05234 
06180   07921*  08846*  09747 


09762  09772 
VIRAL  HEPATITIS 
00652*  00715 
02516*  02523 
02533   02536 


03446 


04344*    04351 
08846*    09751 


04261*    04347*    04349* 
05255*    06123       06162* 


05242       05246      0S248 
1069  3*    1069S*    107  00 


0072  6 
02517 
02528 
02536 
0255  0 
03440 
0436S 
07  00  8 
0706  0 
07076 
0884  8 
0974  8 
10709 


05237 
0974  6 


0434  5* 
05252 


0343  1 
0522  3* 
05250 
07917* 
09734* 


0343  1 
0434  3* 
05222* 
09752 


0251  S* 
0253  2 
02550 
04  34  8* 
0524  3 
06165* 
07052* 
07912* 
07923 
09727* 
0976  0 
10687* 


04353 
09752 


0435  6 
06174 


3»  01531 


VIRAL  HEPATITIS 
00715   01586 
05227»  06ie0* 
0ee47»  08655 

VIRAL  HEPATITIS. 
00653*  00707* 
01583   01588 
05227*  06175 

VIRAL  HEPATITIS 
00388  01250 
09766   10686* 

VIRUS  HEPATITIS 
09753 

VITAHIN  A 

01671*  02103* 
09009   09151 

VITAMIN  AESORPTI 
00947*  01858 
04  981    05  461 

VITAMIN  B 

04077*  04534* 

VITAMIN  B  COMPLE 
00047*  00506* 

VITAMIN  612 

01616   01762 
05561    06299 

VITAMIN  ei2  ABSO 
00950*  00973 
02336*  02409* 
09845*  09930* 

VITAMIN  B12  IN  L 
0  07 

VITAMIN 
01761 

VITAMIN  D 

00947*  00949* 
02070   02071 
07253*  07448* 

VITAMIN  0  OEFICI 
00948*  01656* 

VITAMIN  DEFICIEN 
01205*  01206* 
02006   03554 

VITAMIN  DEFICIEN 
01670*  10348 

VITAMIN  E 
00970 
07364 

VITAMIN  K 
08256 

VITAMIN  METABOLI 
06349*  08127* 

VITAMINS 
SEE  ALSO   LIVER 
SEE  ALSO   MALAB 
00876   01760 

VOLVULUS.GALLBLA 
00820   08920 

VOLVULUS, LARGE  I 
00601    02394 
07661    08682 

VOLVULUS .SMALL  I 
04056   04947 
10340*  10341* 

VOLVULUS . STOMACH 
02240   02241 
07588*  09326 

VOMITING 

00360*     00859 
10160* 

VOMITING  IN  CHILI 
06590 


TREATMENT 

01587  04344*  04359 

06166*  06178   06183 

C9740  10680* 
ACUTE 

00711*  00728 

01593 


01575* 
02E12*  02514* 


04364 

04370 

05223* 

06184 

07933 

08844* 

01576* 

01S77* 

01579* 

02527 

04360 

04370 

TH 

07079 

079C7* 

09749 

WOUND  HEALING 

01417*  01418*  03931 
10428* 


05861*  08057   09522*  10116*  10202* 


DISEASES  AESCCIATED  M 
01575*  06174  07053* 
10687*  10713 

EPIDEMIOLOGY 


05291*  06326   07458   07620*  08076*  08479* 
10641 
ON 

02739*  02740*  03627*  03628*  04534*  04917* 

05493*  07106*  08127* 

04639*  05418 

01672*  08229*  08774   09137* 

02095*  02236   02746* 


XYLOSE  ABSORPTION 

04546*  09934* 
XYLOSE  IN  MALABSORPTICN  DIAGNOSIS 

02101*  02102*  02103*  02125   06816*  08064*  08624    10413* 

2ENKERS  DIVERTICULUM 

08377   10177 
2IEVES  SYNDROME 

00753 
ZINC 

01096   01116   01759   05263*  10046*  10074* 
ZINC  ABSORPTION 

01836*  03636*  07250* 
ZINC  METABOLISM. LIVER 

05263*  09012 
20LLINGER-ELLIS0N  SYNDROME 

00825*  00847   00848   01653*  01654*  02620*  02621*  03587 

03588   03594   04477   04581*  05339*  05340*  05341*  05342 

05343   06259*  06567*  07089*  07182   0€020*  08033   08481* 


06361  06503   07822* 

RPT ION 

00974  00976   01205* 

063S0*  07236*  07237* 

10348  10403*  10405* 

IVER 

07354  10081 


03189* 
07858 


04981    05493* 
10081    10860* 


01206* 
07705* 


02126   02332* 
07788*  08125* 


01796   03554    04357    06176   06351* 


00968  00969  01683*  02018 

02892*  03627*  03626*  03649* 

09176  09916*  10576* 
ENCIES 

CIES 

01664*  01672*  01683*  01761 

06299  07626*  08229*  09916* 

CIES  IN  (/ALAESORPTION 
1 04  06* 


02065   02068 
03808   04544* 


01762   01954* 


01670* 
08127* 


01858   02649   02852*  04510*  06813*  07106* 


SORPTION 

06961* 
DOER 

NTESTINE 

03213*  04126   04194 

08684   08719   09539 
NTESTINE 

05867   06736*  07661 

10383 

03932   03958   04827 
10219   10248 

01681*  01744   01753 

DREN 


05023* 
09553 


06012   06837* 
09555   09562 


07694   08587   08623* 


06579   06644   07587* 


C718S   08062   09245 


WATER  ABSORPTION 
00076   00253 
01843*  02291* 
08133   09023* 

WATER  METABOLISM 
01080*  01161* 
10741    10808* 

WATER  METABOLISM 
07092*  07968 

WATER  METABOLISM 
06356   08114* 

WMIPPLES  DISEASE 
00550*  00551* 
04971*  04976* 

WILSONS  DISEASE 
SEE  ALSO   HERAT 
01199*  01499* 
04270*  04280 
06957*  07025 
09790    10561* 


00510*  00903*  00939* 
05462  06365  07247* 
09029*  09034   09911* 


00941* 
07262 
0992 C* 


01013*  01804* 
08116*  08121* 
09934* 


06430   06506*  07185   07252*  07665   08018* 


IN  CIRRHOSIS 


GASTROINTESTINAL 
08124*  08940*  09200* 


00555 
07716 


01412 
08640 


01413 
09484* 


OLENTICULAR  DEGENERATl 
02432*  02439*  02440* 
04281    04323   05178 
07888   07889   06788 


01414 
09488 

ON 

02450* 
05201 
09634* 


10804* 

02330*  03185* 


03403   04262* 
05208   06113 
09659   09776* 
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AACH.     R 

09245 
AACH.     RD 

04345* 
AAGAARO,     P 

00486        01930        07583* 
AAGARD.     P 

00259* 
AAGENAES.     O 

00767* 
AAKHUS.     T 

04912*  07899* 
AARONSON.   I 

07150* 
AAS.   J 

06918* 
ABAD     GAVIN.     M 
00853         01703 
ABAL.     G 

05352 
ABAR.     B 

09750 
ABASOV.   IT 

08398 
ABBATE.  M 

1  0195* 
ABBATI.  A 

06984 
ABBATUCCI,  JS 

03021 
ABBOTT,  AG 

08176* 
ABBRUZZESE.  AA 

041 17* 
ABOALLAH.  AH 

10124* 
ABDEL  SAMIE,   YM 

0  9661 
ABDO-BASSOLS.  F 

08615* 
ABDUSAMETOVA.  SR 

03722 
ABE.  M 
08566 
ABEL.  RM 

01502 
ABELES.  RH 

01762   05561 
ABELEV.  GI 

07023 
ABl  HAIDAR.   A 

09267 
ABLOW.  RC 

10585* 
ABO.  M 
06394 
ABOUL  DAHAB.  YKW 

07853 
ABOULOLA.  M 

06230 
ABOUNA.  GM 

02443*  10582*  10588* 
ABRAHAM.   A 

08962 
ABRAHAM.  RA 

06096 
ABRAHAMOVA.   J 

1  0747 
A6RAHAMS0N.   J 

02250* 
ABRAMOV.   A 

02438* 
ABRAMS.  MS 

08651* 
ABRAMS.     MW 

05803 
ABRAMSON.  DJ 

01444 
ABRANTES.  *L 

0081  3 
ABREU.  MBO 

107  1  1 
ABREU.  WN 

05396 
ABRV.  M 

00560   02339   02645 
ABSOLON.  KB 

09123* 
ABU  ELEZZ.  LZ 

02697 
ABU-DALU.  J 

02577* 
ACALOVSCHI.     1 
10655 


NB 


FW 


ACARTUPK.     S 

03311 
ACCARY.     JP 

03725 
ACCOROI.  V 

01583 
ACERBI  CREMADES.  N 

10778 
ACHEAMPON6  MENSAH. 

02869 
ACHKAR.  E 

00544 
ACHORD.   JL 

05915* 
ACHS.   MJ 

06489   07374 
ACKERMAN.  BO 

10617 
ACKERMAN. 

07726* 
ACKO.  M 

01  304 
ACKRCYD, 

04265* 
ACOCELLA.  G 

00221 
ACOSTA  PIMENTEL»  MA 

04226 
ACTIS.  OC 

02373 
ADACHI.  F 

02647* 
ADACHI.  S 

09651* 
AOADEVOH.  BK 

08622* 
AOAM.  A 

01495*  01496* 
ADAM.  G 

05004 
ADAMCZYK.  B 

04834 
ADAMIKER.  D 

03440 
ADAMS.  JF 

04534*  07822* 
ADAMS.  LL 

07337* 
ADAMS.  TH 

00948*  00968   00969 
ADAMSON.  RH 

04300 
AOAMUS.  J 

05363 
ADAR. 

02388 
ADOLEMAN.  W 

08423 
ADELET.  N 

03097 
ADELSON,  JW 

10339* 
AOEMA.  M 

04760 
AOENIS.  L 

01288   08339 
ADER.  R 
00437* 
AOETAYO  6RILL0.  I 

10486 
AOHAMI.  H 

09898 
ADIBI.  SA 

07246* 
ADLARD,  BPF 

07001 
ADLER.  H 

03946        08029 
AOUOFF.     M 
02306        05088       07631        07686 
08698 
ADLUNG.     J 

10663 
ADNET.     JJ 

04199 
AOOLFSSON.     G 

08472 
ADSDN.     MA 

01675*     04119*     04817        04842 
AF    BJORKSTEN.     K 

00037* 
AFANAS'EVA.     KA 
09695 


05713        10361 


AFANASSIEV.      A 

1  0842 
AFIFI.     F 

10757 
AGARWAL.  SS 

07913*  07914* 
AGEE.  OF 

0  4291 
AGELL.  BO 

07918* 
AGGARWAL.  PK 

08636 


JE 


10414*  10576* 


MT 


AGNEW. 
02832 
AGNEW.  JW 

05047 
AGNOLI.  GC 

04384 
AGNOLUCCI  . 

07952 
AGOPYAN,  K 

01385 
AGOSTl.  A 
00987*  01029*  02640   i 
08150 
AGRANOFF.   BW 

07417 
AGRAWAL.  RL 

06017 
AGRAWAL.  VP 

08236* 
AGRESTI.  A 

04799 
AGRICOLA.  R 

06162* 
AGUI.  Y 

04961 
AGUILAP 

03512 
AGUILAR  REINA.  J 

03298   10563* 
AGUILAR.  J 

03062   05254* 
AGUILERA.  C 

02654 
AGUIRRE  GARCIA.  J 

02485   06131   06287 
AGUIRRE,  C 

05778    07503 
AGUSTI  PEYPOCH.  J 

03260 
AGUTTER.  P 

01826 
AHLOVIST.  J 

0  3222*  06090 
AHLVIN.  RC 

05958* 
AHMAD.  S 

06495 
AHMADI.  B 

06207 
AHMED.  A 

08870 
AHMED,  S 

07649* 
AHMED.   SA 

01078* 
AHMETOVIC.  S 

00755 

AHN,  JS 

04778* 

AHO.  A J 

07196 
AHONEN,  A 

04670* 
AHONEN.  J 

03625*  10077* 
AHRENS.  EH  JR. 

04278*  04548*  10130 
AHUALLI.  A 

00690 
AHVONEN,  P 

03222* 
A16NER.  A 

10593 
AIKAT.  BK 

04349*  07977* 
AIKAWA.  K 

08441 
AIKAWA.  T 

01608*  05148* 
AIMAGAMBETOVA.  MI 
08396 


AIMONE.  V 

02281 
AIRES  Dt  SOUSA.  L 

09192 
AIRTH.  6R 

08644* 
AITHAL.   HN 

07365 
AITIO.  A 

01166 
AITKEN.  M 

03  54  7* 
AIUTI.  F 

09769 
AJAYI.  ODA 

05334* 
AJDUKIEWICZ.  A 

03342* 
AJDUKIEWICZ.  AB 

00262*  07891* 
AK'IN,  A 

01241    01242 
AKAIKE,  N 

00163 
AKAMATSU.  M 

08566 
AKAMATSU.   N 

06461*  07442 
AKANUMA.  M 

07275   07276 
AKASAKA.  Y 

05815 
AKCAY.  F 

07726* 
AKDAMAR.  K 

07521 
AKERIB.  M 

01858 
AKERMAN.  HM 

08694 
AKERMAN,  M 

01396* 
AKERS.  DR 

05313 
AKESSON.  B 

01999 
AKGUN.  S 

03311 
AKGUN.   T 

10  561* 
AKHMETELI.  TI 

06723 

AKI  .  J 

0557  3 

AKI  .  S 

02526 

AKI NO,  T 

07443 
AKIYAMA,   H 

05722*  06611*  07548 
AKIYAMA,   M 

02876 
AKMALOV.  MK 

06548 
AKOPIAN.  VG 

09775 
AKOPIAN.   ZI 

02018 
AKOVBIANTZ.  A 

03183   03247   03508 
AKRAWI.  MM 

06952* 
AKSOY,  M 

10561* 
AKWARI ,     OE 

04817 
AL     HASHIMI.     HH 

04294 
AL     RASHID.     RA 

03887 
AL     YUSUF,      AR 

02697 
AL-BAHRANI.     ZR 

07151* 
ALAGNI.     G 

08037 
ALAKIJA.     W 

05921* 
ALANT.     0 

05849 
ALARCON-SEGOVIA,     D 

03566 
ALARY.     MR 
08061 
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ALAVAIKKO.     M 

06456* 
AUAVERDIAN.     AG 

03034 
AL  AV  1  .'    I  A 

06195* 
ALBA  LOSADA,  J 

06578 
AUBAHARY,  C 

08862 
ALBANESE.  A 

08457 
ALBANO.  E 

00643* 
ALBANO.  O 

08225* 
ALBERT.  H 

02117   10170 
ALBERT.  S 

07748 
ALBERTENGO.  JC 

03930 
ALBERTI.  C 

09224 
ALBERTI.  JE 

02088 
ALBERTINI.  A 

03475 
ALBO.  D  JR. 

08021* 
ALBOT.  G 

04950   06889 
ALBRECHTSEN.  R 

04793 
ALBU.  E 

04755   07560 
ALBUKERK.  J 

04260* 
ALCACER  A6UILAR.  F 

00811 
ALCANTARA.  AG 

01240 
ALCARAZ.  A 

02334* 
ALOOR.  TAM 

00953* 
ALORETE.  JA 

02443* 
ALDRETE.  JS 

03902*  08008   08754* 
ALDROVANDO.  J 

08060   09274 
ALOUNATE.  G 

02654 
ALEKSANDROV.  VB 

04193   10481 
ALEKSANDROVA.  EV 

0396S 
ALEKSEENKO,  AA 

00523 
ALEKSEEVA.  NN 

01093* 
ALEMAN-GAVOTTI.  C 

00421 
ALESENKO.  AV 

07380 
ALES5AN0RINI .  A 

00109 
ALESSI.  FJ 

03232   06865 
ALESSI.  G 

03085 
ALEXANDER.  DC 

03275 
ALEXANDER.  JF 

04327*  08823* 
ALEXANDER.  JG 

09449 
ALEXANDER.  JW 

06959* 
ALEXANDER.  LL 

0  1707 
ALEXANDRE.  JH 

04439   04472 
ALEXANDROV.  NN 

09353 
ALEXANDROV.  VB 

05050 
ALEXANIAN.  J 

06270 
ALEXIOU.  D 

08017* 
ALEXIU.  O 

0849S 


ALFANDARY,  H 

ALTER,  HJ 

AMIEL,  M 

06852 

02528   06555 

07931    09753      01516   02986 

ALFES.  H 

ALTH,  G 

AMIN  TROMBATl  ,  M 

01S71    01837* 

10085 

07569 

04172 

ALFIDI.  RJ 

ALTHOFF,  W 

AMINEV,  AM 

01266   07156* 

07888 

01325   08714 

ALFORD.  JE 

ALTIERI,  A 

AMLA,  I 

01427 

05852 

04389* 

ALGOET,  P 

ALTIERI,  T 

AMMAN.  R 

05121* 

05239 

10653 

ALI  .  N 

ALTMAN,  DH 

AMMANN.  AJ 

02244 

08672 

09497 

ALIAGA.  C 

ALTMAN,  J 

AMMANN.  JF 

02495* 

00309 

04726*  10165* 

ALIAPOULIOS.  MR 

ALTMAN,  R 

AMMANN.  R 

02345* 

09853 

10142 

ALICAN,   F 

ALTMAN,  RP 

AMMATURO. 

M 

033S0* 

07542* 

01900 

ALIEV.  AA 

ALTMANN,  G 

AMMATURO, 

MV 

06416* 

10734* 

05475 

ALIMOVA,  MM 

ALTMANN,  GG 

AMMATURO, 

V 

08877 

09896* 

05053 

ALISON.  F 

ALTOBELLI,  JA 

AMMEDiCK, 

U 

02657 

02387 

08406 

ALLAIN.  P 

ALTUCCI,  P 

AMOUROEOI 

EU.  J 

00991* 

10353 

01516 

ALLAKHVERDIEV. 

GE 

ALTURA,  BA 

AMSTERDAM 

.  A 

04026 

07475* 

03695* 

ALLAMAND.  J 

ALUMOT,  e 

AMTRUP,  F 

I  0176 

1 0055* 

08875 

ALLAN.  DJ 

ALUWIHARE,  APR 

AMURE,  60 

03354* 

03608*  06832* 

02766* 

ALLEGRA,  SR 

ALVA  CORREA,  JL 

AMUSQUIVAR  LGRA,   S 

02226 

09272 

04969 

ALLEN.  A 

ALVARADO  CERNA, 

R 

ANAGNOSTAKIS,  D 

08168*  09982* 

05964 

00706* 

ALLEN,  AC 

ALVARADO,  F 

ANAKHASIAN,  VR 

02626 

03640* 

07638 

ALLEN.  CH 

ALVARENGA,  RJ 

ANANO,  S 

00045* 

08073 

06167* 

ALLEN.  HM 

ALVARES,  AP 

ANANIEV, 

VA 

02209 

01974* 

03438 

ALLEN.  JE 

ALVAREZ  OE  LA  MARINA,  JR 

ANANIEV, 

VG 

00795   01223 

06523* 

00782   00784 

00812   00818      10302 

ALLEN.  JG 

01693   01731 

ANANIEVA, 

KA 

02539 

ALVAREZ  FERNANDEZ,  E 

02207 

ALLEN.  JL 

03377 

ANANTH  NARAYAN.  K 

09839* 

ALVAREZ  MORUJr 

A 

02023 

ALLEN.  JR 

06318 

ANANTHAKRISHNAN.  L 

02437* 

ALVAREZ,  OO 

00526 

ALLGOWER.  M 

00966 

ANAST.  CS 

02937   03869* 

06765   10444 

ALVAREZ,  RA 

04623* 

ALLISON.  AC 

02873 

ANASTASSEA  VLACHOU.  K 

01456* 

ALVISI,  V 

05004 

ALLOGWER.  M 

0S702 

ANDERS.  GJPA 

03134 

ALZAMORA  CASTRO 

.  N 

06043 

ALM.  P 

05103 

ANDERS.  L 

06304*  08209 

09091*  10004* 

ALZUGARAY,  AE 

07352 

ALMEIDA,  JO 

10835 

ANDERSEN. 

B 

06169*  07920* 

AMANCIO,  A 

04319   05950*  07634* 

ALMERSJO.  O 

00563 

ANDERSEN. 

HA 

03756* 

AMANN,  E 

03020   07535* 

ALO.  A 

08057 

ANDERSEN. 

JA 

00422 

AMANO,  M 

05046 

ALONSO  MAILLO. 

G 

07443 

ANDERSEN. 

JB 

02922 

AMBEGAOKAR,  SD 

02233 

ALONSO,  A 

08229* 

ANDERSEN. 

MN 

03719   03720 

09070* 

AMBERG,  JR 

00324 

ALP.  MH 

09136*  10500* 

ANDERSEN, 

PT 

00460*  05930* 

05976   09406 

AMBROSIUS  OIENER,  K 

03494*  06254   06762 

10587* 

06871 

ANDERSEN, 

V 

ALPER.  CA 

AMBUJAKSHAN,  VP 

07088* 

04647* 

04096 

ANDERSON, 

A 

ALPER  IN.  PM 

AMDRUP,  8M 

02559* 

08872 

00146*  00147* 

03668* 

ANDERSON, 

B 

ALPERS.  0 

AMDRUP,  E 

01045 

0  1379 

07624*  10167* 

ANDERSON, 

CM 

ALPERS.  DH 

AMELINA,  OP 

07717   10519 

01 158*  04675* 

09174*  10401* 

05045   06887 

07740 

ANDERSON, 

DM 

ALPERT,  E 

AMEMIYA,  H 

09098 

00701*  04341* 

05648*  05654* 

10582*  10694* 

ANDERSON, 

GH 

10226 

AMENT,  ME 

09009 

ALPERT,  LI 

10402*  10859* 

ANDERSON, 

I 

10764* 

AMENTA.  E 

06570*  07561 

ALPERT,  ME 

10195* 

ANDERSON, 

J 

04295 

AMER.  MS 

03182* 

ALPHIN,  RS 

01927 

ANDERSON. 

JE 

05503*  09990* 

AMERI.  MR 

10577* 

ALROY,  G 

02679 

ANDERSON. 

J  GO 

06923   10733* 

AMIANO.  C 

10499* 

ALTEMEIER,  WA 

00381 

ANDERSON. 

JH 

03231 

AMICI.  G 

06489   07225   07374 

ALTENBURG.  K 

01875 

ANDERSON. 

JM 

05262* 

08525* 

1360 


05396 


05489* 
07472* 


ANDEPSON,  JW 

0US5*  07452* 
ANDERSON,  KE 

09120* 
ANDERSON.  LG 

04460*  08938*  09203* 
ANDERSON.  MC 

03323*  05120* 
ANDERSON,  NV 

1  0526 
ANDERSON,  PT 

07120 
ANDERSON,  TA 

0991 5* 
ANDERSON,  TE 

06833* 
ANDERSON,  * 

0641 1  * 
ANDERSSON,  A 

04243   04410*  06211* 
ANDERSSON,  H 

05501*  05929*  08730 
ANDERSSON,  R 

01869* 
ANDERSSON,  S 

08164*  09069*  09072* 
ANDOLJSEK,  H 

01776 
ANDRADE.  DRDE 

00754 
ANDRADE.  SG 

02694 
ANDRADE.  ZA 

02694   03596* 
ANDRASCH.  H 

05284 
ANDRE.  A 

05220*  10689* 
ANDRE,  C 
01915*  03059* 
05498*  06411* 
0999?* 
ANDRE  ,  F 

09992* 
ANOREAOIS,  P 

01172* 
ANDREASSEN,  M 

10284* 
ANDREASSIAN,  B 

05380 
ANDREEV,  T 

03988 
ANDREICHIN,     MA 

08852 
ANDRE  IS,     G 

03475 
ANDREN-SANOBERG,  M 

07948* 
ANDREOIU,  C 

06268   07608 
ANDREOIU,  CC 

06268 
ANDREOLI,  F 

0  1320 
ANORESS.  M 

05754 
ANOREU  KERN.  F 
03184   03298   03366 
10563* 
ANDREU  MORATO,  JM 

01716   04723* 
ANDREU  DLLER,  L 

03480   04723* 
ANDREWS,  AE 

07520 
ANDREWS.  AH  JR. 

00994 
ANDREWS.  CJH 

09181* 
ANDREWS,  DA 

09747 
ANDREWS,  HG 

07541* 
ANDREWS,  WHH 

09181* 
ANDRIEU,  S 

03501 
ANDRIU,  V 

08424 
ANDROSOV,  NS 

07671 
ANDRUET,  JL 
02391 


ANGATE,  Y 

08491 
ANGELICO.  R 

01  192 
ANGELOV,  A 

02296 
ANGELOV,  EC 

08101 
ANGHERT,  N 

09996 
ANGKEOW,  S 

09468 
ANGLADE,  JP 

05898 
ANGULO,  M 

00142*  02792*  04610 
ANJOU,  A 

10194 
ANKE,  H 

09531    10263 
ANNAN,  W 
09472*     08248* 

ANNERSON,  V 

06524* 
ANONYMOUS 

05907 
ANSANELLI,  V 

06947 
ANSARI,  A 

04090   06581   07832* 
ANSARI.  NDM 

02696 
ANSAY,  J 

09517* 
ANSELL.  JS 

04220* 
ANSELM,  K 

01457*  06911   07827* 
ANSELM  1,  E 
05492*    00051* 
09053*   ANSFIELD,  FJ 
02453 
ANSTISS,  CL 

07530 
ANTELAVA,  NV 

06714 
ANTEZANA,  C 

07317* 
ANTHONE,  R 

01222 
ANTHONISEN,  P 

09471*  09584* 
ANTHONY,  PP 

00652*  00711*  02772 
ANTIA,  FP 

00258*  01587 
ANTILA,  LE 

03325* 
ANTOINE.  HM 

03436 
ANTOKHINA,  LI 

0471  0 
ANTONENKOV,  GM 

08891 
ANTONIELLO,  S 

06443* 
ANTONIO,  JMT 

00859 
ANTONIOLI,  DA 

10389* 
ANTONIOLI,  JA 

09927* 
ANTONOV,  AM 

06670   08512 
ANTONOVA,  GM 

03692 
ANTONOVICH,  VB 

06751 
ANTONOVICH,  VI 

07147 
ANTONOWICZ,  I 

03191* 
ANTOV,  G 

08271 
ANVERSA,  P 

0001 1* 
ANYON,  CP 
08629 

F 
05475 


02272   10153 


ANZINl , 
01900 

AON.  E 
00861 

AOYAGI , 
08446 


08483* 


AOYAMA,  D 

05813   08564 
AOYAMA,  Y 

07427 
APFELBERG,  DB 

03053* 
APLEY,  J 

08950 
APLOGAN,  A 

06903 
APODACA,  J 

01S94   02541   09 
APOSTEANU,  G 

0S79S 
APOSTOLOFF,  E 
01319   06638 
APOSTOLOV,  A 

04188 
APOSTOLOV.  K 

07927 
APPEL,  A 

06755 
APPERT,  HE 

09087* 
APPLE6ARTH.  DA 

02500 
APRIL,  E 

01678* 
APROSINA,  ZG 

06059 
APT,  L 

06351* 
APTEKAR,  SG 

07009 
APTER,  JT 

10020* 
ARAB,  MM 

09886 
ARABLINSKII,     VM 

06954 
ARAL     J 

01613 
ARAI,     M 

05812 
ARAKAWA,.   M 

06281 
ARAKAWA,  T 

02649   07637* 
ARAN,  J 

04215 
ARANYI.  S 

04797 
ARASHIMA,  S 

05923* 
ARAUJO  TEIXEIRA. 

04233 
ARAUZ.  JC 

04761 
ARBEX.  R 

02000 
ARBOUR,  R 

05991 
AREUCKLE,  JBR 

07153* 
ARBULU,  A 

0S725 
ARCANGELl,  G 

05600   06396 
ARCHIBALD,  J 

00771* 
ARCURI,  F 

07073 
ARDITO,  G 

01798   08898 
ARORAN,  GM 

00384   05476 
ARDUAN,  J 

01689 
AREAL,  RM 

07503 
AREEKUL,  S 

06298 
AREIAS,  E 

07954* 
AREIAS,  ME 

00302   07090* 
ARENA,  AJ 

08549 
ARENAS.  S 

08042 
AREND,  R 

08190 
ARENDS,  T 
04972* 


01987   04641* 


ARENDT.  R 

05633* 
AREVALQ  JIMENEZ. 

00328   02990 
AR6EME,  M 

00922 
ARGEMI.  J 

02417 
ARGENT,  BE 

05526* 
ARGONZ.  VE 

04958 
ARGUTINSKAI A,  SV 

09078* 
ARGUTINSKAYA,  SV 

01913* 
ARHAN,  P 

09047 
ARIANOFF.  AA 

00686 
ARIAS,  IM 
00226   00693 
07901*  10571* 
ARIOA,  EJ 

01701 
ARIES,  V 

01415* 
ARIES.  VC 

05614   09579 
ARIMORI.  M 

08370   09248 
ARIS  FERNANDEZ.  A 

00820 

ARIS.  E 

01573* 

ARISI.  C 

03165 
ARIYOSHI,  J 

08  34  7 
ARKHIPENKO.  EV 

02454 
ARKHIPOV,  GN 

02225 
ARMATO,  U 

03765 
ARMINSKI,  TC 

06905 
ARMITAGE.  HV 

02310 
ARMSTRONG.  BK 

02126 
ARMSTRONG,  DG 

01  165 
ARMSTRONG,  RW 

05344 
ARMSTRONG.  KM 
03638*  04556 
ARNAIZ  BUENO,  F 

04333   08841 
ARNAUDOV,  GV 

06899 
ARNDT,  HJ 

00720 
ARNER,  O 

04208* 
ARNESJO.  B 

01932*  03737*  04236* 
ARNOLD.  J 

00410 
ARNOLD.  JO 

01871* 
ARNOLD.  R 

10809* 
ARNON.  R6 

05152* 
ARNQVIST.  HJ 

09924* 
ARNTHORSSON,  G 
01023*  01024* 
ARNULF.  G 

06893 
ARON.  E 

03589   05280 
ARONOFF,  A 

07956*. 
ARONSEN,  KF 

00203*  00698* 
ARONSON,  AR 

06026 
ARORA.  R8 

09044 
ARREAZA  COLIZZA.  N 
02988 


1361 


ARRIBAS  CASTRILLO.  JM 

00416 
ARRIGONI.  E 

04576* 
ARRONDE.   A 

09189* 
ARSAC.  M 

0S798 
ARSENIO    NUNES.    M 

05187 
ARSOV,     D 

02248 
ARSTILA,   A 

08753* 
ARTEMIEV.  EN 

0401  1 
ARTHURTON,  MW 

00828* 
ARTIGAS.  JLR 

05056 
ARTIGAS.  V 

03330   03541 
ARTINIAN,  B 

02289* 
ARTIUSHKOVA,  VA 

02499 
ARTI2ZU,  M 

02706* 
ARUIN.  LI 

08498 
ARVAN.  DA 

07473* 
ARVAY.  N 

03523 
ARVELA,  P 

06457*  08228* 
ARVEUADZE.  AM 

06714 
ARVIDSON.  G 

0  1999 
ARZOUMANIAN.  A 

04692* 
ASADULAEV.  GG 

06374* 
ASAKA,  T 

10115* 
ASAKURA.  Y 

01634 
ASATOOR,  AM 

07696 
ASCARELLI.  IM 

09009 
ASCARI.  E 

04283 
ASCH.  MJ 

04735 
ASCH.  T 

04914* 
ASCHKENASY,  A 

00027   01663* 
ASEKRITOVA.  IV 

00356 
ASFORA.  J 

08009 
ASH.  RW 

09098 
ASHCAVAI.  M 

03425* 
ASHER.  mn 

02944 
ASHFORO.  L 

08180* 
ASHIDA.  K 

06441*  07427 
ASHIZAMA.   S 

06651 
ASHKAR.  E 

03817* 
ASHKENAZI.  A 

06094 
ASHMAN.  B 

05340* 
ASHWORTH.    LAE 

06316 
ASHWORTH,  WD 

09238* 
AStNER.  B 

04184 
ASKAMBAEVA.  KA 

08323 
ASLANOV.  TT 

0  839  8 
ASLIAIEV.  LA 
0S130 


ASMAR.  F 

AURICCHIO,  F 

10187 

03764 

ASNAES.  S 

AURICCHIO.  S 

07621* 

02341    04680   05620 

08093 

ASOFSKY,  R 

AUSE.  RG 

08938* 

08829* 

ASOLE.  F 

AUTERE.  T 

00418 

06960* 

ASP,  NG 

AUTIO,  S 

09  199*  0948  0* 

10403* 

08753* 

ASSAL,  JP 

AUTISSIER.  JM 

02083*  0SS54* 

06006   07801 

ASSIST.  F 

AVAKIAN,  SM 

07485* 

00372   03034 

ASSUMPCAO  BICALHO.  S 

AVASTHI,  G 

04885   06704 

03324* 

ASTAFIEV.  BA 

AVDALOVIC.  N 

06296 

01102   08260 

ASTROZHNIKOV. 

IV 

AVOEI.  LV 

09577 

04289 

ASTROZHNIKOV, 

JV 

AVDEY.  LV 

09357 

05596   09827 

ASTRUP,  T 

AVEROUS,  M 

07462 

06946 

ASVAOl.  S 

AVERY,  FH 

07708* 

00216 

ASVALL,  J 

AVI  DOR,  Y 

06667 

01854 

ATAK! .  AT 

AVIOLI.  LV 

04124* 

01379 

ATANASOV.  A 

AVRAMOV,  A 

03876 

06000 

ATANASSOVA.  E 

AWAO.  S 

00997   01886 

08944 

ATANASSOVA.  EI 

AWEN.  CF 

00998 

08528* 

ATERMAN,  K 

AXELSON.  JE 

06061* 

00224 

ATESHIAN,  B 

AXELSSON.  J 

09855 

09046 

ATHANASSIADES. 

S 

AYAKI .  Y 

00465 

07333* 

ATHANI.  VS 

AY  ALA.  L 

09555 

00488 

ATIK.  M 

AYLETT,  S 

00772*  08934* 

04205* 

ATIYEH.  MN 

AYLETT,  SO 

09273 

02402*  09574 

ATKINS.  AM 

AYRES  DE  SOUSA,  L 

00928   09903 

09951* 

07227 

ATKINSON,  M 

AYUS,  J 

04124*. 

01610 

ATRA,  E 

AZIZ,  KMS 

01529 

09849* 

ATSUMI.  K 

AZNAR  LOPEZ,  J 

10466 

05832* 

ATTISHA,  R 

AZNAR  RAMOS,  R 

03252 

01565 

ATTISHA.  PP 

AZUMA,  H 

05967 

02765* 

ATWELL.  JD 

06544 

BAAKLINI.  A 

AUBANEL,  M 

09823 

06130 

BAAROSEN.  A 

AUBERTIN.  J 

04930 

09440 

BAARS.  HG 

AUBREY.  DA 

08590   09624 

02305   07584* 

07690   08670    BABA,  S 

10265 

08291* 

AUBRY,  E 

BABAEV.  OG 

03367 

08776 

AUBRY,  L 

BABANDQ,  GM 

01125   05424 

04851* 

AUDRETSCH.  JH 

BABB.  RR 

07312* 

00847   04214   08601* 

AUDURIER.  A 

BABEZAT,  GO 

04355 

03815 

AUFIERO,  JF 

BABICHEV,  SI 

04661 

06549   08348 

AUGIER,  D 

BABIN,  R 

01941* 

06044 

AUGUSTENBORG. 

G 

BABINA.  NM 

07834* 

06909 

AUKEE.  S 

BABINOV.  BN 

08518 

10369 

AULAGNIER.  MJ 

BABKINA,  01 

04624* 

09026* 

AULIAC,  pe 

BABLIAK,  OE 

00019* 

06594   08342 

AULISA.  B 

BABO,  HV 

09322 

05116 

AUNE.  S 

BABOT,  A 

01332*  01333* 

02908*  05479      00282 

BACALZO.  LV  JR. 

02030 
BACARDI  NDGUERA.  R 

05101    08878   09792 
BACARDI.  R 

06182   07864   07963   10608 
BACCARO.  JC 

08381 
BACCHIN.  PG 

01141   01969*  03346* 
BACCI.  G 

07922* 
BACCINO,  FM 

06331 
BACH,  RO 

04230 
BACHELLERIE.  JP 

07013 
BACHMAN.  AL 

08659* 
BACHMANN.   D 

10180 
BACHMANN.  E 

01121 
SACHMANN,  K 

00281 
BACK,  DJ 

05559 
BACK,  DJE 

00223 
BACKIEL.  L 

03536 
BACKWINKEL.  KO 

03277 
BACOLLA,  D 

10154 
BACON,     HE 

03238        04125*    04152        05966 

05970       07729*    09511*     09514* 
BACSY,     E 

04238* 
BAOA,     JL 

03032 
BAOEA,     G 

10256 
BADELL    SURIOL,     M 

05997 
BADEN,     H 

01366*  04319   05950*  06076* 

07651*  07834*  08538 
BADEN,  JP 

02601 
BADENOCH,  J 

01735 
BADER.  JP 

06259* 
BAOEV,   I 

00493       05842 
BADLEY,     BWD 

09879 
BAOOSA-GALLART,     J 

03514 
BAOULESCU,  T 

06268 
BAOURSKI.  J 

02814 
BAERG,  RD 

04533* 
BAERLOCHER,  C 

08605* 
BAETZ.  AL 

07655* 
BAETZ.  BA 

07462 
BAEV,  S 

02156 
BAGGETT,  RT 

01781 
BAGHERI,  S 

05268* 
BAGHIRZADE,  MF 

04301    10600 
6AGLEY,  CM  JR. 

10566* 
BAGNASCO.  M 

06791 
BAGNI,  B 

05702 
BAGNOLI,  L 

03521 
BAGROS.  P 

04355 
BA6SHAWE,  AF 

01591 


1362 


DG 


BAHADUR.  V 

02864* 
BAHARIEV.  Z 

05791 
BAHK,  YW 

04778* 
BAHLMANN,  J 

07926 
8AHLS.  G 

02392 
BAHNEB.  RL 

07488* 
BAHP.  R 

104S9 
BAIANDIN.  LN 

04809 
BAI ANDINA, 

07201 
BAIBEKOV,  IM 

08662 
BAIDALA,  PG 

09257 
BAIDALIN,  ID 

08341 
BAIDILA,  PG 

09287 
BAIEV,  VK 

03993 
BAIKOVA.  VP 

01467 
BAILAP,  JC  III 

00361* 
BAILOINOVA,  IM 

01  147 
BAILEY  WOOD.  R 

06332 
BAILEY.  DM 

01877 
BAILEY.  GNA 

08995 
BAILLAT.  X 

00222   02805 
BAILLET.  J 

0607S* 
BAILLCD.  RA 

02525 
BAIN.  O 

01792 
SAINTON.  D 

09582* 
BAIR.  NP 

08114* 
8AIR0.     RJ 

02431*     04400 
BAJAJ.     SC 

07284* 
BAKAL.     M 

06379* 
BAKAWY.  AAB 

03746* 
BAKER.  AK 

10333* 
BAKER.  AL 

06989   10690* 
BAKER.  EM 

03554 
BAKER.  GJ 

07845* 
BAKER.  H 

0  1765   06961* 
BAKER.  HJ 

04560   06349* 
BAKER.  HW 

10156 
BAKER.  JT 

04467 
BAKER.  RD 

00945* 
BAKER.  RJ 

05083 
BAKER.  RP 

00900 
BAKER.  SJ 
00545*  00546*  00899 
06811*  10415* 
BAKER.  WNW 

04122* 
BAKHSHANDEH.  K 

08588 
BAKIR.  F 

07151* 
BAKKER.     H 
06049 


01392* 


BAKO.  F 

05251 
BAKOMSKA.  Z 

10E05 
BAKRAN.  I 

07186 
BALABAUO.  C 

00605        06907 
BALAKRISHNAN.     AR 

07783 
BALAN.  L 

02900 
BALAN.  M 

09954* 
BALART.  LA 

00386 
BALASEGARAM,  M 

10771* 
BALASHOVA.  TF 

08471 
BALASZ.  M 

10036* 
BALATRE.  J 

07678 
BALAZS.  M 

02552   04424 
BALAZS.  T 

09447 
BALBOA.  O 

04184 
BALCU.  G 

07670 
BALOERSON.  G 

02084*  02859* 
BALDESSARINI .  R 

10335* 
BALDET.  P 

08640 
BALDWIN,  MM 

10000* 
BALDWIN.  MV 

04574* 
BALDZIJSKI.  A 
08874   09783 
BALEVSKA.  P 

00934 
BALIBREA  CANTERO.  JL 

05796 
BALINT.  E 

02493*  08881 
BALINT.  JA 
01908*  01964*  02001 
08484* 
BALISZEWSKA.  B 

03578 
BALL.  HG  III 

06066* 
BALL.  P 

08272 
BALLAS.  M 

05035 
BALLATI.  G 

04405 
BALLATI,  S 

06014 
8ALLESTER.  G 

04092 
BALLESTEROS.  A 

10647 
BALLINGER.  WF 
00166   00763*  04044 
08161*  08180* 
BALLON.  S 

09614* 
BALMES.  A 

10844 
BALMES.  JL 

02805   04884 
BALMUKHANOV.  SB 

02199 
BALOCCQ.  A 

10154 
BALOCH.  P 

07097 
BALOGH.  I 

02116 
8ALS.  MG 

01592   04486 
BALSLEV.  I 

01440   03211*  10427* 
BALTA.  N 

10756 
BALTAITIS,  I  V 
03927 


07790* 


BALTAITIS.  IV 

BARANY.  F 

05856 

09072* 

BALTAXE.  HA 

BARAONA.  E 

01269   09657* 

07317* 

BALTZER.  G 

BARATTA.  PF 

09687 

00724   00725 

BAMFQRD.  DP 

BARBAOILLO.  R 

02047* 

10745 

BAN,  A 

BARBANEL.  C 

00890   10256 

1065S 

07996 

BAN,  J 

BARBARA,  L 

00134* 

02468 

BANCONS.  J 

BARBARASA,  C 

06907 

10017* 

BANCROFT,  WH 

BARBARINO,  F 

06164* 

04361    06432* 

07084* 

BANCU,  E 

BARBARO,  V 

03169   07594 

09668   09866 

05719   08322 

10604 

BARBEZAT,  GO 

BANDURKO,  LN 

04464   06510* 

lOlOl* 

02870 

BARBIER 

BANERJE,  AK 

01517 

01554 

BARBIER,  F 

BANERJI,  NK 

04616* 

03061*  07626* 

10424 

BARBIER,  J 

BANEVER,  C 

02670   03309 

08696 

00929 

BARBIER,  JP 

BANG.  FB 

03335   03914 

05186   05703 

06165* 

07760 

BANG.  NN 

BARBIER.  M 

06992 

02394   05570 

8ANICESU.  M 

BARBIER,  P 

01477 

07018 

BANK.  S 

BARBIERI,  AM 

00891*  01359 

02260*  03327* 

09493 

05532*  06007 

06051*  07308* 

BARBIERI.  D 

09479*  10541 

00311   00312 

00313   01784* 

BANKOLE.  MA 

04926   04927 

04982 

07741 

BARBIN.  JY 

BANKS.  PA 

02158 

03326*  05980 

06953* 

BARBORIAK.  JJ 

BANNASCH.   P 

09  107*  09114* 

05196 

BARBU.  V 

BANNIKOVA.  NA 

07933 

•  00962 

BARD.  M 

BANWELL.  C 

08581 

05637* 

BAROARE.  M 

BANWELL.  JG 

08791 

02332*  02333* 

02334*  02335* 

SARDIK.  IV 

02607*  02608* 

05348 

02839* 

BAPTISTA  MARTINS.  MI 

BARDIN.  CW 

02229   03579 

04644* 

BAPTISTA.  A 

BAREK.  J 

05843 

02637 

BAPTISTA,   AM 

BARENFUS.  M 

06982 

03455* 

BAOUERO  GONZALEZ.  R 

BARFORO.  DJ 

00417   00758 

06474 

BAR  MAOR.  JA 

BARGE.  J 

06015 

03331    05194 

07936 

BAR-MAOR.  JA 

BARHINA.  TG 

02204   10441* 

09603 

BAR-ON.  H 

BARICHELLO.  AW 

06445* 

03642* 

BAR.  U 

BARINSKI.   IF 

05604*  09687 

02  54  2 

BAR.  W 

BARINSKII.  IF 

10452 

04361 

BAR AC,  G 

BARJHOUX.  P 

00228   04657 

10071* 

09721 

BARACCO,  V 

BARJOU.  B 

05182 

10678 

BARADO  SANCHEZ 

.  F 

BARKER,  EG  JR. 

00333   01354 

06036* 

BARAJAS,  L 

BARKER.  J 

05271* 

07251* 

BARAK,  AJ 

BARKER.  JR 

06505 

01276   05721* 

BARAKAT,  T 

BARKER,  K 

04712 

04209* 

BARAMIDZE,  TG 

BARKER,  LF 

03860 

00652*  00711* 

:  00721    03422* 

BARAN.  VM 

09727* 

09763 

BARLEHNER,  E 

BARANCIK,  LC 

08702 

0S45S 

BARLOW,  TE 

BARANKAY,  T 

06427* 

01732 

BAHLYN,  LW 

BARANOV,  AN 

01504 

08689 

BARNA,  G 

BARANOWICZ.  B 

06176 

05081 

BARNA,  L 

BARANOWSKA.  M 

08354 

01514 

1363 


BARNABEI,  0 

BARRY.  RE 

00195* 

01395*  04083*  04634*  08526* 

BARNAULOV.  OD 

BARSAGOV,  MS 

09079* 

10594 

BARNES.  BA 

BARSAMIAN.  L 

04265* 

04813 

BARNETT,  D 

BARSOORF.  LJ 

09141 

0921 1* 

BARNETT.  JEG 

BARSON.   AJ 

08118* 

01217   02374 

BARNEY.  PL 

BARTELHEIMER.  H 

02382 

09202* 

BARO.  JL 

BARTELHEIMER,  W 

00769 

04758   06678 

BARO,  M 

BARTELS,  H 

00783 

04704* 

BARO.  MR 

BARTER.  PJ 

00339 

10051* 

BAROIS.  A 

BARTH.  RF 

06176 

00655* 

BARON.  ON 

BARTHA.  F 

00274* 

04979 

BARON.  H 

BARThE.  J 

10092 

01617   02645 

BARON.  JH 

BARTHELMES.   H 

00145*  03836 

07300    07619*     10410* 

09096   10273* 

10275* 

BARTHOLOMEW.  LG 

BARON.  MG 

00538   05007* 

06772 

6ARTLETT.  EF 

BARON.  MM 

05956* 

02562* 

BARTLETT.  JD  JR. 

BARON.  P 

02285* 

03769 

BARTLETT.  MK 

BARONE.  AA 

00644*  04051    08830* 

00754 

BARTGK.  I 

BARONTI,  A 

06113 

04783 

BARTON.   JJ 

BAROUK.  L 

00640* 

05365   08430 

BARTON.  RW 

BARQUET.  A 

08527* 

05062 

BARTON.  W 

BAHRATT-BOVeS. 

BG 

09077* 

10161* 

BARTONE.  NF 

BARRATT,  JG 

00822 

07780 

BARTOS.  V 

BARRAYA.  ML 

01945   06428   08208   08748 

00849 

BARTOSEK.  1 

BARREIRO  ALVAREZ.  F 

00192* 

00782   00784 

00812   00818    BARTOSZEWICZ,  W 

01693   01731 

06227 

01824 

BARREIRO  TELLA 

P 

BARTRAM.  C 

00676 

00567* 

BARRERA.  A 

BARTRAM.  CI 

05221* 

03315 

BARRETO,  LF 

BARTSCH.  G 

01794 

10485 

BARRETT  CONNOR 

E 

BARTSOCAS.  CS 

07019 

10401* 

BARRETT,  J 

BARTSOKAS.  SC 

10392* 

02503 

BARRETT.  P 

BARTTER.  FC 

01639 

00038*  04557   08727* 

BARRETT.  PV 

BARTUS.  SA 

10073* 

03497* 

BARRETT.  PVD 

BARZILAI.  A 

02851*  05546* 

03549 

BARRIER.  CW  JR. 

BARZILAI.  0 

04622* 

03549 

BARRNETT.  RJ 

BAS.  M 

03601* 

09212* 

BARROS  PASSOS. 

D 

BAS.  VM 

03167 

10522 

BARROS.  J 

BASABE.  JC 

06053 

05580 

BARROS.  JL 

BASEL. 

02316 

08799 

BARROW.  PA 

BASHIROV.   AA 

06566 

00427 

BARROWHAN.  JA 

BASHOUR.  FA 

0  2819* 

09123* 

BARROY.  JP 

BASKAKOV.  VP 

00434* 

01702 

BARRUCAND.  0 

BASMY,  K 

00675   02298 

07085 

05711 

BARRY.  OH 

BASS.  G 

01988   01989 

10653 

BARRY.  H  III 

BASS.  P 

07243* 

00098*  01860*  01884   03701* 

BARRY.  M 

08179* 

00657*  00740* 

0  1201* 

BASSALYK.  LS 

BARRY.  P 

01038 

06006 

BASSAN.  H 

BARRY.  PH 

06146*  07348* 

BASSARGUINE.  NN 

BAYINDIR.  S 

01062 

02147   08563 

BASSI.  M 

BAYLESS,  TM 

03357 

03190*  03199   04078*  04990 

BASSO,  N 

05928*  06506* 

05497*  09974* 

09975* 

BAZAN  GONZALES.  A 

BASTENle.  PA 

05103 

05875 

BAZAN.  N 

BASTIN,  R 

05182 

07905 

BAZAZ-MALIK,  G 

BASTOS  ARAUJO, 

A 

06081 

03582 

BAZIN,  H 

BASU,  AK 

03807 

10640 

BAZINET.  P 

BASU.  RN 

06828 

05984 

BAZOPOULOU  KYRKANIDES.  E 

BASU,  TK 

00  128 

07363 

BAZZICALUPO.  G 

BATALLER  SIFRE, 

R 

09748 

03160 

BEAHRS.  OH 

BATANINA,  GI 

04155   04903   08648* 

08989 

BEAL.  JM 

BATARD,  MJ 

04129   07136   07736 

10464 

BEALE,  AJ 

BATESON,  EM 

09498 

00851 

BEALL.  AC  JR. 

BATISTA  SILVERIO,  J 

03232   06865 

04885 

BEALL.  MS 

BATSON,  RC 

00846 

0S147* 

BEAMISH.  WE 

BATTERSBY,  C 

02124 

02084*  02659* 

10536* 

BEAN,  WJ 

BATTESTI,  MR 

03502 

00356 

BEANI,  L 

BATTIT,  GE 

01004   01005   05469* 

04265* 

BEARE  ROGERS,  JL 

BAUC,  Z 

06472 

01514 

BEARZOTl,  P 

BAUCH.  K 

06280 

03S43 

BEAS,  F 

BAUOET.  A 

08042 

05226*  07079 

BEATTIE,  AO 

BAUDUIN.  H 

03354* 

10013* 

BEATTIE,  OS 

BAUE,  AE 

00661*  01109   10027* 

02031    02210 

08742* 

BEATTIE.  EJ  JR. 

BAUER  HACK.  K 

01484*  07664 

03308 

BEAU.  A 

BAUER.  BJ 

06095   06117 

00436* 

BEAU.  P 

BAUER.  C 

00593 

01097 

BEAUOET.  AL 

BAUER.  DJ 

03789 

07927 

BEAUOOIN.  JG 

BAUER.  H 

08250* 

09059* 

BEAUDOING.  A 

BAUER.  J 

05132 

08739* 

BEAUORY.  R 

BAUER.  JL 

05983   0  8623* 

02701* 

BEAULIEU,  JC 

BAUER.  WS 

06  099 

091  15* 

BEAUREGARD.  W 

BAUERMEI STER .  D 

01868* 

00382 

BEAUVAIS.  P 

BAUGH.  CM 

09491 

04560   06349* 

06819* 

BEAUVALLET.  M 

BAULIEUX.  J 

01948 

04748   06808 

06922   07770     BEAUVILLE.  M 

07786   09532 

02704* 

BAUM.  H 

BEAVEN.  MA 

07364 

07282* 

BAUM.  S 

BEAZLEY.  RM 

01649*  06630 

09599* 

05038   08675 

BAUMANN.  JC 

BECCIOLINI.  A 

01188 

09937* 

BAUMINGER.  S 

BECCUAU.  M 

07404 

04848* 

BAUR.  0 

BECH,  R 

04182   05375 

05734 

BAUR.  S 

BECHT,  T 

00014* 

09757 

BAUTERS.  F 

BECHTEL.  P 

08948 

07964 

BAUTISTA  O'FABRIL.  J 

BECHTEL.  Y 

01565 

07964 

BAUTISTA.  A 

BECHTELSHEIMER.  H 

04705* 

00712*  03393   04717   07061 

BAXTER.  JC 

BECK.  B 

03520 

07791 

BAXTER.  JD 

BECK.  CS 

04273* 

02754* 

BAYART.  M 

BECK.  ER 

05761 

05688   05988 

02732*     02733* 
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GL 


044S5 
HO 

J 

10534* 

K 

05262*  08282 

KM 


BECK.  IT 

09243* 
BECK,  JM 

06008 
BECK,  K 

00835   09782* 
BECK,  P 
09582* 
BECK,  RA 

09431* 
BECKENBACH,  H 

05199 
BECKER,  F 

09124* 
BECKER,  G 

03033 
BECKER. 

05316 
BECKER, 

04170 
BECKER, 

04996 
BECKER, 

0  1549 
BECKER, 

00743 
BECKER. 
04112* 
BECKER.  M 

03708* 
BECKER,  V 

00308 
BECKERS,  J 

00788 
BECKERT,  W 

05142*  07020 
BECKETT,  J 

09583* 
BECKLOFF,  GL 

01871*  09966* 
BEOA,  B 

0161  1 
BEDARD.  YC 

04536*  05438* 
BEOI,  BS 

00138*  05502*  09968* 
BEONAR,  B 

04308   04525 
BEDNARZ.  B 

01338* 
BEDNARZEWSKI .  J 

00485 
BEOUHN,  0 

05373   09877 
BEEBE  .  GW 

00709* 
BEECKMAN,  P 

10147 
8EEKEN.  WL 

10390* 
BEEKLEY,  W 

02422* 
BEELER,  DA 

01964*  02001 
BEEUEY,  M 

02216* 
BEEM,  MO 

04264* 
BE  ER  E  ,  A 

05566   07405 
BEERMANN,  B 

0971 1* 
BEGEMANN,  F 

03185*  08589   10419 
BEGG,  CF 

06274 
BEHAR.  A 

04699* 
BEHAR.  M 

04469 
BEH6EHANI,  AM 

08857 
BEHER,  WT 

00708*  09112* 
BEHRINGER,  BR 

04775* 
BEILIN.  PE 

06886 
BEISEL.  WR 

10046* 
BEJA.  M 

08970 

BE  JAR,  J 

00394* 


BEKER.  S 
00326   00359   00758   04972* 
05697   06089 
BEKERSKY,  I 

04638* 
BEKHTl .  A 

00896 
BEKKAT,  M 

06230 
BEKKER.  AA 

07075 
BEKOE.  S 

10021* 
BEL.  A 

02152   08795 
BEL.  C 

00229   02035 
BELAMEAR.  PM 

07454* 
BEL ANGER.  A 

00266* 
BELBER,  JP 

04695* 
BELEC,  C 

08517 
BELENDAIA.  TI 

10782 
BELEN6ER.  J 

09515* 
BELETSKII.  VI 

01467 
BELFRAGE.  P 

01973* 
BELIAEV.  AA 

05900   07812 
BELIAEV.  OG 

02456 
BELIAEV,  MP 

08891 
BELIAEVA.  ID 

07379   09908 
BELIKOVA,  VP 

04361 
BEL  IN,  J 

07801 
BELIN.  RP 

09512* 
BEL  ISLE.  S 

01003 
BELIVEAU.  D 

02230 
BELKANIA.  SP 

08680 

BELL.  CC  JR. 

01072*  03459*  07971*  10765* 

10767* 

BELL.  H 

07053* 

BELL,  RS 

03228* 
BELL.  S 

00068 
BELL.  TK 

05155* 
BELLA.  A  JR. 

10099* 
BELLANOI,  G 

03765 
BELLANTUONO,  N 

02415 
BELLATI.  R 

09858 
BELLAVIA,  SL 

08158 
BELLEVILLE,  J 

01948   04625* 
BELLIN.  A 

03381 
BELLMANN,  H 

06885   10332* 
BELLODI,  G 

09748 
BELLOMO,  A 

09337 
BELLOMO.  R 

06869 
BELLU.  R 

07608 
BELMAN,  A 

09395 
BELOFF -CHAIN.  A 

08216* 
BELCGUROVA,  AF 
07163 


BELONOSOV.  VP 

06805 
BELOUS,  GD 

06665 
BELOUSOV,  AS 

00809   03994 
BELOUSOV,  BI 

08426 
BELOV.  VP 

04805   10291 
BELOVOLOV,  AV 

00816 
BELSKAIA.  TO 

09407 
BELTRAN.  S 

01705 
BELTZ.  L 

08777   10127 
BELUFFI,  L 

09322 
BELZER,  FO 

09631* 
BEMCSATH,  P 

00238* 
BEN  YOSEPH,  Y 

02075 
BEN-ARI.  G 

08167* 
BEN-ASHER.     H 

02325       08388* 
BEN-EZZER.     J 

02449* 
BEN-SHOSHAN,  M 

10438* 
BENA8ADJI,  A 

07637 
BENAGES  MARTINEZ.  A 

05275   07568 
BENATRE,  A 

05323 
BENCHETRIT,  J 

03523 
BENCIC.  Z 

07193 
BENCUR.  JM 

05358 
BENDETT I  VALENTINI,  S 

03563 
BENDIB.  M 

09196 
BENDIXEN.  G 

03293   05089 
BENEDICT,  JR.  KT 

03855 
BENEDICT.  KT  JR. 

09794* 
BENEKE,  G 

06471   07886   08096 
BENES,  P 

07670 
BENEVENTANO.  T 

07105* 
BENEVENTANO,  TC 

059S5* 
BENFIELO,  JR 

05287* 
BENGMARK,   S 

00239*  03756*  06971* 
BENHAMOU.  JP 

05227*  06S20 
BENIRSCHKE.  K 

10567* 
BENJAMIN.  HG 

01432 
BENJAMIN,  1 

01675* 
BENKIRAN,  D 

09328 
BENKO.  G 

01512   10150 
BENN.  A 

00951*  06745* 
BENNER.  OA 

0801 1* 
BENNET,  J 

09195 
BENNETT,  A 

02729   02779 
BENNETT,  AJE 

00723 
BENNETT,  BD 

08082* 
BENNETT.  G 
08084* 


BENNETT.  JE 

00839 
BENNETT.  PH 

00776*  07114* 
BENNICH.  H 

02690   08635 
BENNINGER,  GW 

05010* 
BENNINGHOFF,  DL 

01707 
BENO,   I 

04874 
BENOHR,  HC 

10421 
BENQIT.  D 

05822*  07273   09043 
BENOIT,  Y 

07554 
8ENSHIMOL.  A 

08205* 
BENSIMON.  E 

05444* 
BENSLAY,  ON 

01020* 
BENSON.  JA  JR. 

03131*  05362 
BENSON.  RL 

01157* 
BENTAL.  E 

07809 
BENTLEY.  Oh 

04683 
BENTLIF.  PS 

03221* 
BENTZQN.  MW 

01604* 
BENYAHIA.   O 

02595 
BENYAHIA.  N 

02595 
BENZ,  HU 

02927   04843 
BENZ.  K 

06283 
BENZ.  LJ 

10138* 
BENZ.  WC 

10690* 
BENZI.  G 

04576* 
BENZ I  AN,  SR 

04  1 13* 
BERANBAUM,  ER 

04102* 
BERARD.  A 

05492*  07472*  09053* 
BERARD.  P 

09619*  10692* 
BERARD I,  RS 

10247 
BERARD I.     T 

10553* 
BERAUD.     C 
00605       02108       03525       06105 
06250 
BERBEN,     Y 

04893 
BERCHTOLD.    P 

10403* 
BERCHTOLD.    fi 

02936 
BERCI.     G 

02957   08307   10145 
BERCOVICI.  JP 

03784 
BERCU.  G 

04176 
BERDOV.  BA 

02236   09365 
BERDOV.  VA 

01219 
BEREITTER.  E 

02875 
BERENGUER  LAPUERTA,  J 

00819 
BERENGUER.  J 

03513   09546 
BERENl.  J 

05255* 
BERENYI.  MR 

04392* 
BERESFORD.  CH 
02627 
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BERESOVSKAI A,  NO 

02774 
BERESTEN.  S 

08694 
8ERETERVIDE.     R 

09254 
BERET  I,     1 

09222 
BEREZA,  S 

03178 
BFREZIAT,  G 

09652* 
8EREZIN,  IM 

06724 
BEREZOV,  IE 

06727   07638   08346 
BERGt  D 

02138 
BERG.  G 

05609*  07861 
BERGt  J 

01682* 
BERG.  M 

07772 
BERG.  NB 

04632* 
BERG.  NO 

09480* 
BERG.  PA 

07508   10698 
BERG.  R 

04342*  07918* 
BERGAMASCHI.  P 

02583 
BERGAN,  JJ 

00682   05096* 
BERGDAHL.  L 

04410*  06211* 
BERGOOLI-,  MS 

0S34S 
SERGELSON.  LD 

07378 
BERGEMANN.  W 

00287 
BERGER.  EY 

00076 
BERGER.  H 

00008*  02875 
BERGER.  J 

04063 
BERGER.  W 

04773*  07263* 
BERGHAUS.  H 

10436* 
BERGLUNO.  G 

07021 
BERGMAN.  EN 

05542* 
BERGMAN.  F 

04406*  04423*  10676* 
BERGMAN.  L 

01677* 
BERGNER.  D 

08750 
BERGOT,  P 

03654   03655 
BERGOZ.  R 

03188* 
BERGOVIST,    O 

09430* 
BERGSTROM.  K 

07527 
BERIO.  A 

09858 
BERK.  JE 

00268*  01076*  03047*  06952* 
BERK.  PO 

00655*  01492*  05557*  05574 
BERK.  RN 

02150   02166   06527*  07244* 

1050  9* 
BERKAS.  E 

05824* 
BERKOWITZ.  JM 

00140*  03629* 
BERKVENS.  JM 

06266 
BERL.  S 

03362 
BERLIN.  LB 

03610 
BERLIN.  Nt 

01492*  05557*  07481*  10073* 


BERLIN.  RD 

6ERS0HN.   I 

BEZKORQVAINAI A,  NM 

00208 

02467 

09104* 

BERLINSKI.  M 

BERSON.  SA 

BEZON.  A 

04452 

01028*  01178*  01654* 

05255* 

BERMAN.  L 

BERSTAD,  A 

BHAGWAT.  AG 

06921 

00148*  01012*  03133*  03712* 

00656*  03405* 

BERMAN.  PM 

03713*  08198* 

BHAGWATT.  AW 

05223* 

BERTACCINI.  G 

08489 

BERNACKI.  E 

00011*  00987*  01029*  02077 

BHAI.  I 

07119   09382* 

02640   08150 

09157 

BERNADES.  P 

BERTALANFFY,  FO 

BHALERAO.  RA 

07610   10834 

01977* 

02558* 

BERNAILLE.  C 

BERTE.  F 

BHANDARI.  YP 

06601 

03751* 

05708   08315 

BERNAL  TORRES.  A 

BERTELLI.  R 

BHANSALI.  SK 

04656 

01583 

10531* 

BERNARD.  HJ 

BERTELSEN.  S 

6HARATHAN,  T 

08594 

02998*  10171 

08069 

BERNAROELLO.  ETL 

8ERTETTI.  C 

BHARDWAJ.  GP 

06854 

09018   09826 

01179 

BERNAROI.  P 

BERTHAUX.  P 

BHAROWAJ.  OP 

04384 

04281 

09786 

BERNAROI .  R 

BERTHELOT,  P 

BHARGAVA.  S 

05687 

01077*  01145 

00660*  06062* 

BERNASEK.  J 

BERTHEUSSEN.  KJ 

BHASIN.  RP 

01  128 

0  8918 

01302 

BERNAT.  M 

BERTI.  A 

BHAT,  P 

03871    03877   04829   04830 

10262 

08943   10415* 

04833   09694 

BERT  IN.  P 

BHATE.  VN 

BERNATZ.  PE 

04189 

06144* 

05847 

BERTINO,  JB 

BHATHAL.  PS 

BERNDT.  H 

05441* 

10258 

07682 

BERTOLOTTI.  A 

BHATIA.  SG 

BERNDT.  V 

03479 

01712 

02277   08406   08604* 

BERTRANO.  JL 

BHATNAGAR.  SP 

BERNE.  CL 

09643*  10135* 

07353 

03681* 

BERTRANO.  L 

BHATTATHIRY.  EPM 

BERNELLI-ZAZZERA.  A 

05237   05282   10643 

07372 

03357 

BERTRANO.  ML 

BHQNSALE.  NB 

BERNER.  H 

09735* 

07198* 

09387 

BERTRANO.  P 

BHOOLA.  KD 

BERNER.  J 

02681   07644   07723* 

02817*  09054* 

05102 

BERVAR.  M 

BHUTTA.   IH 

BERNER.  P 

01313   08559 

09639* 

05494* 

BERY.  K 

BIAGI,  M 

BERNHARDT.  H 

03205* 

10144 

01185 

BERZIN.  SA 

BIANCALANA.  L 

BERNICK.  S 

03839   06602 

04190   09589 

07711* 

BERZINS.  T 

BIANCANI.  P 

BERNIER.  J 

00479 

03666* 

02914* 

BERZSENYl.  G 

BIANCHI.  A 

BERNIER.  JJ 

03369 

00961    05456 

01843*  04531*  06606*  09433* 

BESANCON.  F 

BIANCHI,  C 

09840* 

05293* 

01004   01005   05469 

BERNSHTAM.  MA 

BESEOA.  0 

BIANCHI.  FB 

05259 

00926 

07911*  07922* 

BERNSHTEIN.  MI 

BESELER.  WD 

BIANCHI.  L 

02456 

03427*  03448* 

00018*  00791    00908 

BERNSTEIN,  J 

BESPROSVANNI .  BK 

05401*  06152   06324 

02554* 

04332 

10042* 

BERNSTEIN.  JF 

BESSONOV.  lA 

BIANCHI.  RG 

09755 

01183 

09377* 

BERNSTEIN.  LH 

BESSOT.  M 

BIANCHINE.  JR 

01197* 

02298   02681 

03635* 

BERNSTEIN.  MS 

BESTEL.  B 

BIANCHINI.  E 

05205 

02193 

08883 

BERNSTEIN.  RB 

BESUSCHIO.  SC 

BIANOIN.  LP 

07830* 

09281 

09371 

BERNSTEIN.  RG 

BESWICK.  IP 

BIASIOLI.  S 

03946   06037   08029 

05405*  06034* 

01029* 

BERNSTINE.  RL 

BETON.  DC 

BI8ER.  8 

03715* 

02321* 

05624* 

BERNTHAL.  I 

BETTARELLO.  A 

BIBER.  01 

05474   09040 

06013   07816   08994   08999 

0574  1 

SEROVIC.  Z 

10293 

BIBINOVA.  LS 

02532 

BETTER.  OS 

10841 

8ERQUIST.  KR 

10733* 

BICKEL,  J6 

01778   04721   07077 

BETZLER.  HJ 

01931 

BERRA.  HR 

08673 

BICKERS.  WM 

06511* 

BEUTHNER.  D 

00369 

BERRES.  HH 

08888* 

BIDOLI.  F 

03417 

SEVAN,  G 

01277   01283 

BERRIOGE.  FR 

02579* 

BIEBERDORF.  FA 

09521* 

BEVAN,  JA 

00061* 

BERRIE.  A 

03795* 

BIELKA.  H 

09373 

6EVILAC0UA.  RG 

08102 

BERRY.  BE 

05185 

BIEMPICA.  L 

03884 

BEYCHOK,  S 

01490*  04529   07032 

BERRY,  CL 

01045 

81ENENGRABER.  A 

00845 

BEYREISS,  K 

02028    10012* 

BERRY.  H 

04997   10420 

BIENENSTOCK.  J 

01958* 

BEZBORODKO,  BN 

10106* 

BERSIMBAEV.  RI 

06900 

BIER.  H 

01913*  09078* 

02658 
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BIERMANNt  S 

02277 
BIERNAT.  J 

09383*  10271* 
BIERONSKIt  K 

0489S 
alERWAG.  K 

oeeet 

BIFANI.   I 

04759 
8IGARD.  M 

09212* 
BIGLERi  AH 

01207* 
BIGOTt  R 

02161    09195 
BIGOTTI.  A 

1  0250 
BIGUET.  J 

03501 
BIKOV,  GP 

02727 
BILBAO.  MK 

03131* 
BILBREY.     RL 

05660* 
BILCIK.  P 

0  59  39 
BILEWSKI .  A 

01528 
BlUCZKI,  F 

00747 
BILL.  AH  JR. 

05082 
BILLENKAMP.  G 
10218   10798 
BILLEV»ICZ.  I 

02517 
BILLIA.  P 

07550 
BILLICH,  C 

08358 
BILLING,  EH 
00274*  02478 
09109* 
BILLINGHAM.  MEJ 

07863 
SILLINGS.  RE 

07436 
BILLUPS.  WA 

00360* 
BTLODEAU.  RG 
0661 4* 

JL 


04658   05547* 


BILTON 

08523* 
BINDER,  HJ 

00062*  01679*  02396*  05441* 
BINDER,  SC 

! 0333* 
BINDER,  V 

00608*  00609*  01460 
BtNOSLEV,  N 

04551    06365 
BINGHAM,  DLC 

'-0  193 
BINOPOULOS.  D 

03489* 
BIu^CATI  RINALOl.  A 

0A964 
ei ULCAT) ,  A 

0  5  702 
BIOTOIS,  H 

09541 
BIRCHER-  J 
02867   02679 
04292*  0618S*  06186* 
BIRD.  RG 

01593 
BIRIUKOV.  LF 

0  2416 
elRIULINA,  Tl 

07023 
BIRKELBACH.  P 

020  42 
BIRKETT.  FDH 

09563 
BIRNBAUM,  D 

00127   06696* 
BIRTASEVIC.  B 

07165 
BIRTS.  L 

07839* 

BIRZU.  1 

01267 


BISCHOFF,  E 

05581 
eiSERTE,  G 

00170 
BISGAARD  PEDERSEN,  A 

07S01 
BISHOP.  RF 

08287 
BISHOP.  RP 

10389* 
BISMUTH.  H 

03381    03538 
BISMUTH,  V 

08581 
eiSSELL.  DM 

03750*  05253 
BISTRICEANU.  E 

09158 
BITENSKY,  MW 

07318* 
BITOUN,  A 

04489 
BITSADZE.  LR 

02207 
BITTENCOURT  FURTADO.  A 

03437 
BITTER.  J 

05310   08967 
BITTMAN.  E 

07685   08674   09446 
BITTNER.  K 

03312 
BITTSCHEIOT.  H 

06942 
BIXBY.  EM 

10401* 
BJARK.  P 

1021  7 
BJERNULF.  A 

08012* 
BJORKERUO,  S 

00707* 
BJORKHEM,  I 

04668 
BJORN-HANSEN,  R 

02105* 
BJORN-HANSEN.  RW 

00767* 
BJORNBOE,  M 

01604* 
ejORNEBOE.  M 

10735* 
BJORNTORP,  P 

00213   00707*  04241* 
BLACK,  BM 

04907   0S97S 
BLACK,  JR 

05238 
BLACK,  M 

05547* 
BLACK,  MM 

03108 
BLACK,  PJ 

01462 
BLACK.  RB 

05436*  06695*  08485* 
BLACKBURN.  ED 

10679 
BLACKBURN.  EK 
02591 

NR 


02943   03364 


RQ 


BLACKLOW. 

01681* 
BLACKMAN. 

02263* 
BLACKWELLi 

04275* 
BLACKWOOD,  WO 

06612*  09294* 
BLAHA.  J 

04815   06659 
BLAHD.  WH 

05705 
BLAHNIKOVA.  L 

02886   06136 
BL  A I R  .  J  A 

00054*  00951* 
BLAISDELL.  FW 

00687 
BLAKEMOPE,  WF 

10637 
BLAKER,  F 

06919* 
BLANC,  D 
05799   09303* 


BLANC.  F 

05351 
BLANCHON.  P 

09629 
BLANCO  VECCHIO  DEL.  C 

04324* 
BLANK.  S 

07538* 
BLANKART.  R 

02879 
BLARZINO,  A 

00126 
6LASCHECK,  JA 

03409*  03603*  07319* 
BLASCHKE,  T 

05574 
BLASCO.  E 

05759 
BLASI,  A 

09309 
BLATON,  O 

05612 
BLATT,  CJ 

06037 
BLATZAS.  G 

01172* 
BL  AU  ,  C 
03047* 
BLAUENSTEIN,  UW 

09605 
BLAUSTEIN,  AS 

01382 
BLAZHEIEVICH,  NV 

02018 
BLAZOUEZ,  E 

09166   10098 
BLEIBEP6,  H 

08052 
BLEICHET,  A 

01891 
BLENNERHASSET.  JB 

09535 
BLERY,  M 

08581 
BLESSING.  MH 

05332 
BLEVINGS.  S 

09709* 
BLICHERT  TOFT.  M 

10172 
BLICHERT-TOFT,  M 
-   04459* 
BLICKMAN,  JR 
04242*     02771 

BLIGHT,  BJN 

01205* 
BLIGHT,  WJ 

02389 
BLINOU.  P 

04368 
BLITZ.  M 

09721 
BLIZZARD.  R 

10422 
BLOBEL,  G 

09010 
BLOCH.  C 

01286 
BLQCH,  P 

04316   06910   10761* 
BLOCH,  R 

06422 
BLOCK,  GF 

05948* 
BLOCK,  MA 

02209 
BLOCK,  PR 

10183 
BLOKHA,  GK 

09356 
BLOMBERG,  F 

08279 
BLOWER,  A 

06942 
BLOMFIELD,  J 

07039* 
BLOMHOFF.  JP 

03421* 
BLOMQVIST.  K 

01667* 
BLCMSTRANO.  R 

04677*  07921* 
BLONOHEIM,  SH 
09204* 


BLONSKY.  J 

0691  1 
BLOOM .  A 

01752 
BLOOM.  GO 

08156 
BLOOM,  RJ 

10635 
BLOOM,  S 

02910*  06301*  09003* 
BLOOM,  SR 

08519* 
BLOOMENTHAL,  ED 

07829* 
BLOOMER.  JR 
00655*  01492*  05557*  07481* 
10073* 
BLUE,  SK 

06934 

BLUM,  A 

07474* 

BLUM,  AL 

01942*  03624*  05409*  06342* 

06398*  09984*  09991* 

BLUM,  JC 

05198   07367 
BLUM,  M 

02149   0  82  97 
BLUMBERG,  A 

06358 
BLUMBERG,  BS 
03420*  04346*  05257   07913* 
07914*  10684* 
BLUMCKE,  S 

02428*  05207 
BLUMEL,  G 

02090   04642* 
BLUMENSTEIN.  G 

08590 
BLUMENbTelN,  J 

0532  1 
BLUMGART,  LH 
05649*  06100   06453*  06809 
07690   08828*  10134* 
BLUNCK,  JM 

08243* 
BLUNDELL,  PE 

03573 

BLYTH,  H 

10554* 

eoARio,  u 

09324 
BOAT,  TF 

08727* 
B08AK,  L 

02275 
BOBER,  A 

05809 
BOBERG,  J 

09710* 
BOBINSKI,  H 

04828 
BOBO,  WO 

00360* 
BOBRZYNSKA,  B 

08599 
BOCANEALA,  O 

06636 
BOCARNEA,   C 

01592 
8QCCHI0TTI.  GO 

06640 
BOCCON  GIBOD,  E 

09454 
BOCHAROV,  VI 

03824 
BOCHENEK,  W 

01906*  08484* 
BOCHKOVA.  DN 

04676* 
BOCK,  G 

05675 
BOCK,  H 

02802 
BOCK,  JE 

06896 
BOCK,  K* 

08237* 
BOCK,  OAA 

07633 
BOCKEL.  R 

03486   1  0701 
BOCKEMUHL.  J 
10836 


1367 


BOCKHAN.  OE 

05120* 
BOCKMUHL,  F 

00840 
BOCKUS.  HL 

07J59 
BODANSZKY,  A 

01064 
BODANSZKY.  M 

01064 
BOODAERTt  J 

06771 
BOODY.  K 

04534* 
BODE.  C 

07095 
BODE.  DF 

06527* 
BODENEENOER.  RH 

09736 
BO  DIN.  F 

04882   07599 
BODIN.  NO 

09718 
BODIUG.  OF 

06247 
BODNAR.  A 

08407   08494 
BODNIA.  lA 

08324 
BOECKER.  W 

01092*  07133   10599 
BOECKL,  O 

10041*  10062* 
BOEHNECKE.  E 

07262   08133 
BOELAERT.  J 

05393 
80ELCKE.  G 

1 0076* 
BOELKINS,  J 

04623* 
BOEREANU.  C 

08998 
BOEREMA,  I 

02996*  03880 
eOERR .  LA 

00647 
BOETTCHER.  I 

06779   08365 
BOEV.  KK 

00995 
BOFFANO.  M 

06640 
80GA.  M 

04955 
BOGACH,  PG 

02773 
BOGACHENKO.  VP 

10743 
80GACKA.  E 

05113   09773 
BOGDANOWSKI.  T 

09872 
BOGGS.  J 

00671   07055*  08974 
BOGGS.  JD 

00717 
80GITSH.  BJ 

1  0866 
BOGNEL.  JC 

05376 
806NITSKAIA.  TN 

1  0780 
BOGUSLAVSKAI A.  ES 

0S05I 
BOGUSLAVSKI .  LS 

10478 
BOHENSZKY.  G 

03693 
80HLE.  E 

0  8916 
BDHME.  H 

10436* 
BOHMER.  M 

0'704* 
EOHMER.  R 

00236   05610* 
BOHN.  H 

04746 
BOICESCU,  L 

00607   04201   07774 
BOIJSEN.  E 

02915*  07900* 


BOIKO.  EG 

BONDARENKO.   II 

BOROA.  CE 

04332 

04891 

07200 

BOIKOV.   IP 

BOND I.  JL 

BORDALO.  0 

09384 

01766 

00186   00423   01618 

BOILEAU.  F 

BONDIOLI.  A 

BORDAS.  JM 

06117   06120 

03380 

10675* 

BOINGEANU.  A 

BONDONNY.  JM 

BORDE,  J 

01317   03920 

09453 

06232 

BOISSIER.  JR 

BONE  ANDERSEN.  J 

BORDES,  JP 

04769* 

01626* 

09740 

BDITNOTT.  JK 

BONFIELD,  RE 

BORDI,  C 

00700* 

02400*  07857 

0001 1* 

BOlO,  S 

BONFILS.  S 

BORDOS,  0 

03477 

03725   03728   04615*  04862*     06637 

BOIVIN.  P 

06259*  09969*  09970* 

BOREL.  GA 

10757 

BONIER.  A 

03155   09927* 

BOJANOWICZ,  K 

00528 

BORELLA,  LE 

01365   05853   10299 

BONK.  GM 

02032   06401* 

BOKELMAN,  DL 

06627 

BORETTI,  J J 

09106* 

BONKOWSKY.  HL 

04761 

BOKELMANN.  0 

01492* 

BOREUS,  LO 

00284 

BONMATI.  J 

01 867* 

BOKHON'KC.  AI 

01715 

BORG.   I 

07376 

BONNEFOND.  A 

01346*  09981*  09989* 

BCLANDE.  RP 

09969* 

BORGES.  DR 

08810 

BONNET  EYMARO.  J 

09590 

BOLDIREVA.  VD 

06173   09885 

BORGES.  MAC 

08415 

BONNET.  D 

05197 

BOLEMAN.  AP 

00893 

BORGMAN.  RF 

03561 

BONNET.  GF 

03533 

BOLER.  K 

02338 

BORGNA.  ME 

02809 

BONNET.  H 

06275 

BOLES.  ET  JR. 

02629   08631 

BORGSTROM.  B 

05733    10164* 

BONNET.  JL 

03733*  06423* 

BOLEY.  SJ 

06707 

BORGSTROM,  SG 

09586* 

BONNET.  MJ 

03917 

BOLICK.  R 

08534 

BORHANMANESH.  F 

04860* 

BONNETTE.  J 

05258* 

BOLIN,  JA 

04981 

BORIES  AZEAU,  A 

04923 

BONNEVIE.  0 

06265 

BOLIN.  TD 

09378* 

BORIS,  AI 

02049*  08988* 

BONNEVILE.  B 

05740   10397 

BOLLACK.  C 

0701  1 

BORISOVA,  MA 

07759 

BONNEVILLE.  B 

08850 

BOLLAERT.  A 

04446   09476 

BORISS,  W 

03261    04481    05030 

BONNEVILLE.  MA 

02S96 

BOLLINGER.  J 

0271  3* 

BORJESSON,  B 

06189* 

BONNIN.   A 

06971* 

BOLLDZOS.  GO 

04045 

BORN,  R 

03359 

BONNIOT,  R 

03719   03720   09070* 

BOLO.  PO 

07183 

BORNER,  M 

10835 

BDNNOIT.  J 

05506* 

BOLOOKI.  H 

0091  3 

OORNMANN,  G 

06570*  07561 

60NOLL0.  L 

01837* 

BOLT.  MG 

01979 

BORNSTEIN,  FP 

07331* 

BONOMO.  GM 

00778 

BOLTON.  TB 

09851* 

BORON.  P 

04568* 

BONOMO.  L 

03385   03431 

BOLTRI.  F 

02523   09420   09851* 

BOROVI.  EM 

07550 

BCNSEN.  PPM 

10514 

EOMBAROIERI.  S 

04618* 

BOROVI I.  EM 

06161* 

SONT.  WS 

10522 

BOMBART.  E 

07388 

BOROWITZ,  JL 

05276 

BONTQUX,  D 

03675* 

BOMBECK.  CT 

08468 

BOROWSKI.  L 

02264*  04728*  04859*  05555*   BOOKALLIL.  MJ 

01636 

09118* 

03776 

BORRESEN.  HC 

BOMMARTINI,  F 

BOOKSTEIN.  J 

10158* 

03599 

0  2915* 

BORRI.  P 

BONADERO.  RA 

BOOKSTEIN.  J J 

09225 

00381 

05651* 

SORT  MARTI.  J 

BONAKDARPOUR.  A 

BOOSS.  D 

00819 

02176 

1  0169 

BORTFELD.  P 

BONAMIGO.  TP 

BOOTH.  CC 

03673* 

01699 

00512   00554   02609* 

BORTOFF,  A 

80NANDRINI.  L 

BOOTH.  DJ 

01898 

09544 

00365*  00383 

BORTOLAMI  .  P 

BONAPARTE,  H 

BOOTH.  RAD 

01283 

02511*  04261*  07855 

02259* 

BORYSIEWICZ.  J 

BONARDI.  G 

BOOTH,  W 

07600 

06619* 

09979* 

BORZHIYEVSKII ,  CK 

BONO.  AJ 

BOPP.  J 

05584 

09951* 

01261   06604   07601 

BORZUCHOIKSKA.  A 

BOND.  JH  JR. 

BOOUIST,  L 

03385 

02086*  05613 

04410* 

BOSCAINO.  N 

BOND.  LF 

BORAUD.  H 

03258 

10486 

05323 

BOSCH,  E 

BONOAR.  GV 

80RBUJ0.  P 

01  581  * 

08341 

10716* 

BOSCH.  LR 

BONDAR.  ZA 

BORCHERS.  A 

04661 

00756 

02963 

BOSt.  8 

BONDAR'.  ZA 

BORCHERS.  HH 

00391*  03036 

04849* 

00085 

BOSHNAKOVA.  T 
02463 
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BOSMANN.  HB 

05421 
BOSMANS.   J 

04481 
BOSNJAKOVIC.  V 

02982 
BOSSt  EG  JR. 

00603 
BOSS.  HB 

04259* 
BOSSE.  U 

09898 
BOSSECKEBT.  H 

1 0410* 
BOSSENMAIER.  I 
07836*  06758* 
BOSSY,  D 

06976 
BOTELHO-MACHADO.  JL 

04022* 
BOTESCU.  V 

04959   05446* 
BOTEV,  S 

05570 
BOTEZ.  R 

04065 
80TEZAN.  R 

09767 
BOTHWELL.  TH 

06329 
BOTSFORD.  TW 

02345*  05022* 
BOTTA.  GC 

08473 
BOTTACIN.  L 

09779 
BOTTCHER.  G 

07123 
BOTTCHER.  RFH 

10332* 
BOTTGER.  G 

07776 
BOUAVAD  AGHA.  R 

06230 
BOUCARD.  JP 

10010* 
BOUCARD.  M 

00194* 
BOUCHAYER.  M 

01291 
BOUCHER.  DW 

0705S* 
BOUCHIER.  IAD 
00352  00614  00815 
05405*  06034*  06236 
07982* 
BOUDET.  A 

04848* 
BOUDET.  L 

05710 
BOUDIN.  G 

04280 
BOUOJELLAB.  A 

09196 
BOUDOURIS.  J 

03990 
BOUGHA.  P 

03587 
BOUHEY,  J 

06579 
BOUHOUR.  JB 

07102 
BOUILLAND.  G 

08372 
BOULANGER.  J 

03257 
BOULLIER.  G 

07099 
BOULOS.  PB 

09392 
BOUNOUS.  G 

05616   05873   05949* 
BOURBEAU.  O 

10350 
BOURDAIS.  JP 

0  6874 
BOURDEL.  G 

07305* 
BOURDON.  J 

06003 
BOUREAU.  M 

02366 
BOUREILUE.  J 
04702* 


02832 
07343* 


BOUREL.  M 

06078   09236   09 
BOURGEAUX.  C 

02969 
BOURGEOIS.  C 

07841* 
BOURGEOIS.  CH 
09719   0981 1 
BOURGEOIS.  CH  JR. 

03336* 
BOURGOIN,  JJ 

02462   07852 
BOURJAT.  P 

06605 
BOURNE.  FJ 

05611 
BOURREILLE.  J 

03299 
BOUSQUET.  O 

06650 
BOUSTANY.  FN 

09396 
BOUTELIER.  P 

03026   04699* 
BOUVIER.  J 

03523 
BOUVIER.  M 

07814 
BOUVRY.  M 

01611    0292  9 
BOUVY.  LA 

06005 
BOUVIMAN.  DL 

1081 1* 
BOVA,  LS 

07191 
BOWDEN.  L 

07798 
BOWER.  BD 

02514* 
BOWERMAN.  JW 

00351 
BOWMAN.  HE 

05962 
BOWN.  R 
00654* 
BOYARINTSEV.  VA 

08929 
BOYD.  CE 

05378 
eOYO.  OP 

03016   03017 
BOYD.  DR 

05083 
BOYD.  GS 

07311* 
EOYDEN.  GM 

04213 
BOYER.  J 

04367 

BOYER, 

01588 

BOYER. 

07016 

BOYLE. 

00537 

BRAASCH 

03142   03156 
BRACCI.  F 

10S52* 
BRACCIONI.  U 

00605 
BRACHET.  J 

07366 
BRACHMAN 

00883 
BRACHO. 

00341 
BRACKETT 

07661 
6RAC0NN0T.  P 
03  117   03964 
06660 
BRADLEY.  B 

06522 

BRADLEY 

05153* 

BRADLEY 

08847* 

BRADLOW 

00765*  05138* 
BRADY.  DR 
07430 


JL 

01956*  06465* 
TD 

JO 
02094*  02564* 
JW 


PS 


CE  JR. 


JM 


SE 


HL 


ERAECKMAN.  J 

00402   08S61 
ERAENDSTRUP.  O 

00760*  05191 
BRAGG,  O 

0591 1* 
BRAGG.  DG 

00982* 
6RAGINSKII,  DM 

05296* 
BRAHME.  F 

00540* 
BRAILLON.     G 

04251 
8RAILSKI.     H 

08422 
BRAITMAN.     H 

06080 
BRALOW.  SP 

00S43 
BRANCH.  RA 

07482* 
BPANCO  RIBEIRO.  E 

08362   06576 
BRANOALISE.  NA 

05385 
BRANDBORG.     LL 

01782*  04957   06684* 
BRANDIMARTE.  C 

09769 
BRANOINA.   AM 

02406   10482 
BRANDON.  FM 

10197* 
BRANDRUP.  FO 

08001 
BRANDT.  H 

02688 
BRANOTZAEG.  P 

08155* 
BRANSON.  BW 

05627* 
BRANT.  RL 

08829* 
BRANTHOMME.  JM 

084S5 
ERASE,  A 

07517 
BRASSINNE,  A 

03176   06414*  10468 
BRATUS.  VD 

04868 
BRAULT,  A 

10561* 
BRAULT.  J A 

06763   10580* 
BRAUN  ESTRUGAMOU.  E 

03265 
BRAUN.  O 

10085 
BRAUN,  HJ 
10044*     09697 

BRAUN.  OH 

09757 
BRAUNE.  R 
06685*     09531 

BRAUNSTEIN.  AE 
03557      07356 

BRAUNSTEIN.  P 

08297 
BRAUSER.  6 

01978 
BRAZENAS.  N 

00678 
BRECHENMACHER.  JC 

03336 
BRECKENRIDGE.  A 

01171* 
BRECKENRIDGE.  WC 

07424 
BRECKINRIDGE.  JC 
04890      05345 

BREDEMEIER,  HC 

0  1505 
BREE.  RL 

04750 
BREEN.  KJ 

00659*  09925*  1 0038< 
BREGAOZE.  IL 

02184 
BREIOENBACH.  WC 

0  1782* 
BREINING.  H 
03857 


BREMEN.  J 

02785* 
BREMER.  A 

05030   05993   09515* 
BREMNER.  AD 

07007 
BRENDAN  DEVLIN.  H 

07768 
BRENNAN.  FT 

05409* 
BRENNAN.  JT 

00028 
BRENNAN.  LP 

01674* 
BRENNAN.  MJ 

00762* 
BRENNOM,  WS 

04022* 
BRENOT,  M 

061S8 
BRESNICK.  E 

02045 
BRESSAC.  F 

04848* 
BRET.  P 

10194 
BRETTE.     R 

09643*    10135* 
8REUER.     H 

08272 
BREUIL.  J 

02175 
BREUNUNG.  M 

05349 
BREWER.  LA  III 

05732 
BREWSTER.  AC 

10389* 
BREY.  OA 

04067 
BREY.  VP 

07495 
BRICKER.  DL 

03232   06865 
BRICKMAN,  ID 

0299  5* 
BRIEF,  DK 

04466 
BR I  EN,  R 

06326 
BRIET.  S 

08796 
BRIGGS.  HC 

07725* 
BRIGHAM.  MP 

01341*  04774* 
BRIGHT.  LS 

06506* 
BRIGHTON.  WO 

07930 
BRILL.  AB 

06743*  10808* 
BRILL.  NO 

08775 
BRIMBLECOMBE.  FSW 

00502* 
BRINCK.  P 

06160* 
BRINDLEY.  GV  JR. 

03006* 
BRIN6UIER.  J 

00232* 
BRINKMANN.  HO 

10515 
BRIONES.  PS 

09211* 
BRISKIN.  as 

08348 
BRISMAR.  J 

03853 
BRISOU.  B 

01800 
BRISTOW,  JH 

06051*  10541 
BR  ITT.  LG 

00144*  03707*  07283* 
BRITTIN.  GM 

02901 
8RIX0VA.  E 

01543   07969   09636*.  10136* 
BRIZON.  J 

05323 
BRNOUSIC,  Z 
03030 


1369 


BROAO.  RD 

BROWN  GRANT.  K 

019S0*  02835* 

07471    08160 

BROAOBENT.  NRG 

BROWN.  AC 

04164 

06307* 

eROCCOLIt  F 

BROWN.  AS 

01615 

04648* 

BROCH.  E 

BROWN.  BH 

02481    07366 

01352*  02756*  02757*  09957* 

BROCK.  FE 

BROWN.  6J 

05S40» 

07361 

BROCK.  PJ 

BROWN.  PR  JR. 

03342* 

05551* 

BROCKERHOFF.  H 

BROWN.  BSJ 

06425* 

07552 

BROCKNER.  J 

BROWN.  CC 

04779* 

00130 

BROCTEUR.  J 

BROWN.  CH 

05220*  1068S* 

00544   06917*  09688 

BRODAN.  V 

BROWN.  GA 

10746 

10519 

BRODANOVA,  M 

BROWN.  H 

04403   08802   10746 

02563* 

BPODERICK.  PA 

BROWN.  JA 

02226 

09616* 

BRODERS.  CW 

BROWN.  JC 

03230 

00175*  04602*  07271* 

BRODIE.  BB 

BROWN.  MJ 

04329*  08245* 

05047   10806* 

BRODIE.  DA 

BROWN.  MS 

00436*  05820*  09291* 

00963 

8R0DIN-PERSS0N.  G 

BROWN.  N 

03495* 

05440* 

BRODIN.  A 

BROWN.  P 

10691* 

09077* 

BRODOV.  LE 

BROWN.  RA 

0884  8 

04858* 

BRODY.  I A 

BROWN.  RE 

08788 

00371   02621*  07803 

BROGLIA,  S 

BROWN.  RF 

00790 

01094 

BROHULT.  J 

BROWN.  RL 

04208* 

01433   07810 

BROITMAN.  SA 

BROWN.  SS 

09842*  09844*  10405* 

01556* 

BROM.  B 

BROWN.  V 

03319 

01576* 

BROM.  BS 

BROWN.  WR 

04071* 

02058* 

BROMBART.  JC 

BROWNE.  HJ 

0S033   05034 

03996 

BROMBART.  M 

BROWNING.  TH 

05031 

00547* 

BROMBOSZCZ.  A 

BROZMAN.  M 

08599 

04655   06328   06335 

BRONOEL.  H 

BRUCE.  J 

08666 

03132* 

BRONN.  P 

BRUCE.  JB 

04063 

04623* 

BRONNER.  F 

BRUCE.  J  I 

02737* 

10867 

BRONSHTEIN.  EL 

BRUCH  IGARTUA.  E 

06955 

01536 

BRONSHTEIN.  ME 

BRUCKNER.  G 

02868 

02968   06885 

BRONSKY.  0 

BRUCKNER.  S 

00640* 

09751 

BRONSTHER,  B 

BRUCKNER.  W 

05803 

08137* 

BRONW.  JW 

BRUE.  F 

03827* 

00048*  05444*  05445* 

BROOKE.  BN 

BRUG.  E 

03229* 

10549 

BROOKS.  AM 

BRUGUERA.  M 

00444*  01916* 

00757   10675* 

BROOKS.  FP 

BRUHIERE.  J 

02904*  04079*  07473* 

08175*     05498* 

BROOKS.  OG 

BRUHL.  W 

02627 

02925 

BROOKS.  PL 

BRUMMELHUIS.  HGJ 

04847* 

04352 

BROOKS.  SC 

BRUMMER.  P 

02041 

04535* 

BROOKS.  SEH 

8RUN.  A 

07312* 

01829 

BROOKS.  4R 

BRUNET.  JP 

04219* 

02366 

BROSTOFF.  J 

BRUNl  CELLI.  B 

10387* 

00417 

BROSTROM.  CO 

BPUNI-CELLl.  B 

02009 

00421 

BROTT .  W 

BRUNI.  C 

01280 

01672* 

BROW.  JR 

BRUNI .  D 

01399*  01400* 

09390 

BRUNI.  GC 

03380   07819 
BRUNK.  U 

01829 
BRUNNER.  G 

09666 
BRUNNER.  H 

00272*  10311 
BRUNO  DE  MEULO.  J 

09389 
BRUNO.  MS 

09537 
BRUNON.  J 

06429 
BRUNSER.  O 

03645* 
BRUNSON.  WD 

04582* 
BRUNT.  PW 

00742   02496   06193* 
BRUNTON.  FJ 

03039 
6RUS.  I 
04781* 
BRUSH.  BE 

09509* 
BRUSILOVSKI .  MI 

10482 
BRUSILOVSKI I .  MI 

08686 
BRUSSIEUX.  J 

04981 
6RUUSGAARD.  A 

01 196* 
BRUYLANDS.  J 

03738 
BRYAN.  JA 

09730* 
BRYANT.  RE 

09925* 
BRYC.  R 

01568 
BRYCHTA.     M 

01254 
BRYK.     D 

01228        09302* 
BRZEGOWY.     A 

10059* 
6RZEK.     V 

08748 
BRZOSKO.  W 

07064 
BRZOSKO.  WJ 

01578* 
BRZOVIC.  S 

06312* 
BUANGA.  NF 

06327 
BUBANJ.  D 

08892 
BUBEN,  M 

02067 
BUCCINO.  R 

02045 
BUCHANAN.  KD 

00549* 
BUCHANAN.  WW 

10812* 
BUCHELER.  E 
02153   04310   06942   07526 
08777   09704 
8UCHER.  NLE 

05563 
eUCHER.  U 

03364 
BUCHHOLZ.  VO 

05775 
BUCHIGNANI.  JS 

09203*  09223 
BUCHS.  S 

01929 
BUCHTA.  R 

04477 
BUCHWALO.  H 

05871    07680   09117* 
BUCK.  BA 

10512* 
BUCKLEY.  DB 

04052 
BUCKLEY.  MJ  JR. 

10828 
BUCKO.  A 
02824   02831   04520   05422 


BUDAGOVSKAI  A.  VN 

09370 
BUDAVARI.  I 

07097 
BUOIARSO.  IT 

09642* 
BUDILIN.  IS 

06575 
BUOILLON.  G 

02474 
BUOZINSKII.  LA 

06627 
BUEDING.  E 

03597* 
BUENO.  M 

02417 
BUETOW.     H 

03629* 
BUFFA.     O 

06829 
BUFFAT.  JO 

03091 
6UFFETAUT.  M 

04093   09045 
BUGAIGHIS.  AG 

01422* 
BUGAT.  R 

09740 
BUGBEE.  SJ 

07914* 
BUHAC.   I 

03459* 
BUHOCIU.  I 

07006   08836 
BUHOCIU.  IC 

06543 
BUKARESTI.  L 

05240   07865 
BUKER.  G 

10765* 
BUKER.  RH 

09325 
eUKOVINSZKY.  J 

00530   06041 
8UKUR0V.  S 

04002 
bULIGESCO.  L 

09777* 
BULKLEY.  BH 

00730*  10224 
BULL.  DM 

10106* 
BULLAMORE.  JR 

00972 
BULLEN.  CL 

06261* 
BULLOCK.  LP 

04644* 
BULLS.  AA  JR. 

05889 
BULUCEA.  D 

03998   09891 
BUNCHMAN.   HH  I  I 

08177* 
BUNGERT.  HJ 

06998   10754 
B  UN  I N  .  K  V 

02633   07189 
BUNTE.  H 

06937   07646   07813   10188 
BUNTINE.  OW 

05190 
BUNYARATVEJ.  S 

07320* 
BUNYARD.  MW 

01830 
BUONOCORE.  E 

05660* 
BUQNOMO  LA  ROSSA.  B 

08379 
BUQUEN.  P 

06372 
BURANASIRI.  S 

09599* 
BUR ATT  INI.  R 

00805 
BURCH.  GE 

08734 
BURCH.  TA 

00776*  07114* 
BURCHAKOVA.  Gl 

00756 
BURCHARDT.  K 
09778 


1370 


BURCOVEANU,  N 

07670 
8URCZ.  O 

02340 
BURDESCUt  C 

08736 
BURDETT.  K 

10126* 
BURDETTE.  WJ 

03008*  04121* 
BURDINE.  JA 

06533* 
SURD I  NO t  E 

08277 
BURET,  J 

05220* 
BURGE.  H 

00445*  00447* 
BURGEL.  C 

05369 
BURGER,  AJ 

04001 
BURGER.  K 

05283 
BURGESS,  JN 

0  3057*  04794   07535* 
BURGHl  DE  CID,  M 

01403 
BURGMANN,  W 

09701 
BURHENNE.  HJ 

00505*  02132 
BURHOL,  PG 
09061*  09063*  09064*  0906S* 
09066*  09067*  09976* 
BURIS.  L 

02196 
BURKE-CASPER,  R 

01226 
BURKE.  EL 

09241* 
BURKE,  J 

06267 
BURKE,  LG 

00761* 
BURKE.  V 
00943*  00964   04S42*  07251* 
07717   09917* 
BURKEL,  WE 

00930 
BURKHARDT,  F 

10836 
BURKI.  K 

07323*  07335* 
BURKITT,  DP 

0S072   06834*  07784   09572 
BURKO,  H 

06743* 
BURLAKOVA,  EB 
03787   07380 
BURLESON.  SS 

02045 
BURLUI.  O 

05162 
BURMAKINA,  VF 

05631 
BURN AN,  JH 

02353*     05016* 
BURN,     J I 

10190 
BURN,     J J 

06777 
aURNARO,  ED 

08780   08835 
BURNETT,  H 

02084*  02859*  06255 
BURNS.  OG 

06007 
BURNS,  ER 

08151* 
BURNS,  GP 

03037 
BURNS.  MJ 

00053* 
BURNS.  RH 

03678* 
BURNS,  TO 

03670* 
BURNSTEIN,  T 

00535 
BURNSTOCK,  G 

00985*  03795* 
BURR  ILL,  P 
072S6 


BURRINGTON,  JD 

01265   04032   07895* 
BURTIN,  MP 

02989 
BURTON.   1 

06798*  09474 
BURTON,  RA 

02235 
BURTON,  RC 

08984 
BURTSEV,  AN 

03945 
euRWOOO,  RJ 

10134* 
BURY,  KD 

09027* 
BUSCAGLIA,  M 

05691 
BUSCH,  H 

05389 
BUSCH,  HJ 

10390* 
BUSCHMANN,  RJ 

02894* 
BUSCHO,  RF 

01681* 
BUSH,  CA 

08241* 
BUSHLIA,  VA 

09409 
BUSLEE ,  RM 

09839* 
BUSSOLATI,  G 

04508* 
BUSTOS,  G 

06147 
BUSTOS,  R 

04445 
BUSUTTIL,  RW 

05823* 
BUTCHER,  FR 

05579 
BUTCHER.  HR  JR. 

00763*  04153 
BUTCULESCO.  I 

06478 
BUTENANDT.  0 

102E7 
BUTLER.  6 

08480* 
BUTLER ,  DE 

03701  * 
BUTLER,  OG 

01758 
BUTLER,  ECB 

02346* 
BUTLER,  JS 

02419 
BUTLER,  WH 

07043*  07048 
BUTTERFIELO,  PT 

01976* 
BUTTERFIELO,  WC 

08368   09258 
BUTTERWORTH,  CE  JR. 

04560   06349*  06819* 
BUTTERWORTH,  PHW 

07397 
BUTTGEN,  B 

06109 
euTTI.  A 

02807 
BUTTON,  KF 

10805* 
BUT2LER.  JP 

08058 
BUXTON.  BF 

05502*  09968* 
BUXTON.  RW 

05038 
BUZELIN.  F 

04252 
BUZZI  MATTHEWS.  G 

04760 
BWIBO.  NO 

08067 
BYERS.  SO 

07973* 
BYFIELD.  J 

05545* 
BYKHOVSKAIA,  AM 

01325 
BYNUM,  TE 
02622   08116* 


BYRNE,  JJ 

00395*  02422*  03224*  09002* 
BYRNES,  OJ 

01337*  05523 
BYVOET,  P 

05586 

CABAL,  E 

04462* 
CABALLERO,  E 

05230 
CABANEL,  G 

07166 
CABASSO,  VJ 

07945 
CABASSON,  J 

06929* 
CABELLERO  CORVACHO,  J 

06735 
CABOCLO.  JLF 

09072* 
CA6RE.  V 

04215 
CABRINI.  L 

08226* 
CACCIATORE.  E 

10195* 
CACCIATORE.  L 

06443* 
CACHIN,  M 

00797   08856 
CADALBERT,  M 

07162   07529 
CADDIA,  C 

01426 
CADY,  B 

00583   035S6   04839 
CADY,  J 

06718 
CAETANO  DA  SILVA,  L 

0  1791 
CAFFARELLO,  J 

03979 
CAFFARELLO.  JR 

00400 
CAGLAR.  K 

07929 
CAHILL.  GF  JR. 

01105 
CAHLIN.  E 

03495* 
CAHN.  T 
02083* 
CAILLA-DECKMYN,  H 

04626* 
CAIN,  ARR 

08752* 
CAIN,  GD 

08654* 
CAIN,  JC 

00666 
CAIN,  P 

06903 
CAIX,  M 

00933 
CAJAL.  N 

03439 
CAJONE.  F 

03357 
CALABRESE,  C 

0  6219* 
CALANDRA.  S 

0  4263* 
CALBUREANU.  M 
09668   09866 
CALDARELLI.  DO 

00994 
CALDAS,  JM 

05063 
CALOERON-VI ACAVA.  L 

10398* 
CALOERON.  M 

06533* 
CALDERON,  RG 

01794 
CALDWELL.  BL 

08974 
CALDWELL.  JH 

08241*  08242* 
CALDWELL.  KW 

03255 
CALDWELL.  RA 
0  3462* 


CALEM.  WS 

06732 
CALENOFF,  L 

01381    06525*  10816* 
CALLAGHAN,  J 

04944   1 0797 
CALLEJAS.  C 

09189* 
CALLENDER,  S 

04777* 
CALLET,  MB 

04483 
CALLOW,  AD 

01050* 
CALNE,  RY 

07838*  10068*  10825 
CALOGHERA,  C 

01482   06637 
CALPAKSIDIS,  M 

06996 
CALVANESE,  F 

08378 
CALVETE  CORTES,  F 

0081  1 
CALVEY,  TN 

00223   03754*  05559 
CALVI ,  RM 

00833 
CALVO,  M 

07866 
CALZAOILLA  MARTIN.  G 

03885 
CAMACHO  C,  E 

02687* 
CAMANO,  MC 

04823 
CAMARGO,  A 

06389 
CAMARGO,  ME 

01791 
CAMARRI.  E 

05797 
CAMATTE,  R 

01532   04697* 
CAMBA,  ME 

00864 
CAMENITA,  M 

03577 
CAMERINI,  G 

04360 
CAMERON,  AO 

01647* 
CAMERON,  AJ 

04902 
CAMERON,  CTM 

09343 
CAMERON,  JL 

04239*  07113* 
CAM  I  EL,  MR 

01707 
CAMILLERI,  JP 

04950   10579* 
CAMLI .  N 

10561* 
CAMMARATA,  PS 

09377* 
CAMPANA,  AO 

07720 
CAMPANELLI,  G 
0576  2   08380 
CAMPBELL.  BA 

08172* 
CAMPBELL.  CB 

00830*  08294* 
CAMPBELL.  ED 

09527* 
CAMPBELL.  G 

00985* 
CAMPBELL.  H 

09582* 
CAMPBELL.  JL 

00582 
CAMPBELL.  PG 

00  871 
CAMPBELL.  TC 

09108* 
CAMPEANUS.  S 

04261*  07855 
CAMPISI.  R 

06451* 
CAMPO  PAYSAA.  A 

03525   04921   06250 
CAMPONOVO.  R 
02167 


1371 


mn 


CAMPOS.     JMI 

07954* 
CAMPOS,  JVM 
00311    00312   00313   04926 
04927   04962 
CAMUS.  J 

01940*  03738   08203*  09999* 
CANAL.  JP 

04754 
CANALE.  VC 

0  1  635 
CANDAROJIS.     G 

01214 
CANDY,     J 

00391* 
CANEPA,  M 

06829 
CANET,  D 

0SS12 
CANGEMI.  V 

03767 
CANHAM.  JE  1 

03554 
CANIATO.  A 

00195* 
CANNATA.  B 

03719   03720   09070* 
CANNING.  DM 

03442 
CANON  I  CO.  A 

02567   02568   04398 
CANOSSl.  GC 

04283 
CANTARELLI.  I 
00303   00860   03972*  10269* 
10283* 
CANTELMO.  F 

07347* 
CANTER.  JW 

04147 
CANTINO,  D 

00001* 
CANTOR.  CR 

07433 
CANTOR.  O 

08886* 
CANTRELL.  EG 

03910*  06616*  06676 
CAO.  MJ 

00027   01663* 
CAPARICA.  A  JR. 

02280 
CAPASSO.  G 

05053 
CAPEHART.  RJ 

00598   10448 
CAPELLA.  C 

04504*  04505*  04508* 
CAPISTRANC  DO  AMARAL.  EH 

03437 
CAPITAINE.  Y 

05267*  09088*  10009* 
CAPIZZO.  F 

04337 
CAPLE.  IW 

04659 
CAPOFERRO.  B 

05500* 
CAPONI.  R 

09150 
CAPORALE.  R 

00126 
CAPOTORTI.  MA 

0694  7 
CAPRARO.  V 

00939*  04532* 
CAPRILLI.  R 

0  1002   06393 
CAPRON.  JP 

00120   00996 
CAPURSO.  L 

05475 
CAPUZZI.  CM 

06434* 
CAR.  A 
02767 
CARALPS-RIERA.  J 

07975* 
CARAYON.  A 

02692 
CARAYON.  P 

07760 
CARBALLIDO,  M 
054  06* 


CAREONE.  JV 

00794 
CARBONELL  ANTOLI.  C 

00803   00811 
CARBONELL  ESTRANY.  M 

04954 
CARBONETTO.  E 

08719 
CARBCNI.  M 

02826   03527   04690* 
CARBONNELL  ANTOLI.  C 

00798 
CARD.  HI 

00613* 
CAROELL.  6S 

08768* 
CAROELL.  PR  JR. 

01952*  08119* 
CAROELLl .  RM 

07756 
CARDENAS.  F 

05991 
CAROESA.  JJ 

09310 
CARDI.  E 

04405 
CARDINAL.  R 

07836* 
CARDINALE.  GJ 

01762 
CARDONA.  JC 

04766 
CARDOSO  GUIMARAES,  R 

08996   10615   10626   10750 
CARDOSO.  V 

08266 
CARDOSO.  W 

00807 
CARE.  AD 

04623* 
CAREDOU.  P 

08030 
CAREY.  Je  JR. 

05333* 
CAREY.  LC 

04484 
CAREY.  MC 

01136   06454* 
CARGILL.  CF 

07824* 
CAR  I  AN  I.  A 

04384 
CARILLO.  FJ 

09647* 
CARLES.  JF 

03253 
CARL  I.  H 

10633 
CARLI.  M 

03783 
CARLSON.  OH 

02384   06542 
CARLSON.  HC 
00331    01221   01685*  01710 
01714   04070*  05650*  06067* 
07535*  08743*  09793* 
CARLSON.  LA 

09069*  09710* 
CARLSON.  LE 

05083 
CARLSOO.  B 

08156 
CARLTON.  WP 

09642* 
CARMACIU.  D 

08424 
CARNARU.  S 

01501 
CARNEADO 

03184   03366 
CARNEADO.  J 

03298   05254*  10563* 
CARNEY.  JA 

05679 
CARNEY.  LR 

04622* 
CARNOT.  F 

03914   09303* 
CARNOT.  J 

05186 
CAROL  I.  J 
00508*  01789   03370   03386 
03387   03401   03814   04706 
06202   06560   07000   07002 
07059   08002   10736* 


CAROLLA.  RL 

10334* 
CAPON  POITREAU.  C 

04841 
CARON.  HS 

031 19* 
CARON.  J 

01281   04841 
CAROTENUTO.   A 

00857 
CARPANELLI.  JB 

09538 
CARPANINI.  F 

02407   06924 
CARPENTER.  AM 

08187* 
CARPENTER.  CCJ 

07152* 
CARPENTER.  CCJ  JR. 

01161* 
CARR.  D 

03009* 
CARRASOUER.  J 

03513 
CARRATU.  R 

05600   06396 
CARRE.  JL 

08963 
CARRELLA.  M 

01993 
CARRERO.  H 

0S182 
CARRI.  J 

02807 
CARRI.  JH 

0S512 
CARRIER.  JW 

0  6794 
CARRIERES.  A 

04884 
CARRION  PEREZ.  JJ 

05103 


HJ 


CARROLL. 

02488 
CARROLL.  K 

10051* 
CARROZZA, 

09155 
CARSKY.  S 

06768 
CARSTENS. 

02437* 
CARTAXO.  O 

0931  1 
CARTEL  G 

00657*  00740* 
CARTER.  EA 


LA 


02896*  04635*  07453*  09972* 
CARTER.  NW 

05221* 
CARTER.  R 

05732 
CARTER.  RF 

04803 
CARTER.  RL 

00683 
CARTWRIGMT.  GE 

04262* 
CARTY,  TJ 

01762 
CARULLt.  N 

01619 
CARVALHO  PINTO.  VA 

09802* 
CARVALHO.  JC 

09590 
CARVALHO.  N 

00787   01362 
CASAL.  M 

08886* 
CASAL.  MA 

09401 
CASALl.  AM 

07922* 
CASALl.  E 

01583 
CASALTA.  V 

01785 
CASARELLA.  WJ 

10805* 
CASAZZA.  KK 

09112* 
CASE.  RM 

00063*  00182   05526* 


CASE.  TC 

02227 
CASELLA.  PA 

00642* 
CASEY.  AE 

04693*  07148* 
CASEY.  MJ 

07664 
CASH.  RA 

01658*     06273 
CASIAN.     V 

01474 
CASIRAGHI .     JC 

03263 
CASKEY.    CT 

03789 
CASLEY-SMITH.     JR 

OlSOl* 
CASPARY.     WF 

0991  J* 
CASSADY.     IM 

04528 
CASSAR.  J 

07793* 
CASSELLS.  J 

01772 
CASSELLS.  JS 

02333*  02335* 
CASSIDY.  MM 

00940*  00941* 
CASSINELLI.  J 

06634 
CASSQNE.  E 

00783   05087 
CASSORLA.  E 

05230 
CASTEELS  VAN  OAELE.  M 

09875 
CASTEELS.  R 

02742* 
CASTELFRANCHI .  PL 

06928*  07609   08070 
CASTELL.  DO 
00954*  01274*  04565*  04587 
09241* 
CASTELLANI.  AA 

06618* 
CASTELLANI.  P 

07004 
CASTELLOTE  VELA.  C 

08414 
CASTELLS.  S 

08283 
CASTIGLIONI .  JC 

04823 
CASTIGLIONI  .  L 

06022* 
CASTILLA.  E 

05357 
CASTILLO.  J 

00205*  00243 
CASTILLO.  P 

0581  1 
CASTLEMAN.  B 

05192   06134   07545   10828 
CASTOLDl.  GL 

04964 
CASTRO  CARVAJAC.  F 

03163 
CASTRO  DE  TOLOSA,  EM 

10362 
CASTRO.  EB 


LP 

08073 

VAM 

HJ 


05947* 
CASTRO.  JA 

10022* 
CASTRO. 

00813 
CASTRO. 

04728* 
CASTRUP. 

06642 
CASUCCIO.  L 

02568 
CATALIOTTI.  F 

10373 
CATANZANO.  C 

09390 
CATANZANO.  G 

02595 
CATANZARO.  O 

01902* 
CATCHPOLE.  B 

00531 


1372 


CATER«  BR 

CERIATI,  F 

CHANARO,  J 

CHARUEL,  C 

07371 

08898 

07996 

10379 

CATHALA,  e 

CERIOTTI,  G 

CHANOA,  SK 

CHASSIGNOLLE,  J 

10251 

03399 

07389 

07960 

CATHCART,  RS  111 

CERISE,  EJ 

CHANOAVIMOL,  P 

CHASTEL,  C 

00397   07875 

02483   05823* 

09719 

05255* 

CATLIN,  DH 

CERLEK,  S 

CHANDLER,  GN 

CHATELIN,  CL 

04210*  04212* 

06312* 

08965 

08461 

CATLIN,  RM 

CERNY,  E 

CHANDLER,  J 

CHATRATH.  RR 

0421 1* 

01522 

10793 

07539* 

CATRAVAS.  6N 

CERVANTES,  A 

CHANDLER.  JG 

CHATTAS,  A 

06485 
CATTANEO  GODIO.  R 

09218 

08184*  09119* 

10103* 

CERVENKA,  J 

CHANDRA,  D 

CHATTERJEE,  AK 

071  18 

08844* 

0  84  89 

02006 

CAUBLEa  WG 

CESA  BIANCHI.  M 

CHANDRA,  R 

CHATTERJEE,  BD 

09466 

OOSOO 

08297 

02332*  02607* 

CAUCHIE.  C 

CESARZ.  A 

CHANDRA,  RK 

CHAUDHRY,  AP 

05034   07018 

02131 

10732* 

05484 

CAULET,  T 

CESKA.  M 

CHANORASAKERAM, 

AK 

CHAUDHURI ,  OP 

04131 

10003*  10137* 

08250* 

03142 

CAUTHORNE.  RT 

CESKA,  M. 

CHANDRASEKHAR  VARMA,  P 

CHAUDHURI  ,  T 

10138* 

10533* 

08871 

09213* 

CAVALLARO,  A 

CESNICK,  H 

CHANORASEKHARA, 

N 

CHAUMONT,  P 

03767 

05085* 

02023 

03376 

CAVALLI.  G 

CESNIK,  H 

CHANORASEKHARA, 

R 

CHAUVEINC,  L 

07911*  07922* 

05522 

05992 

01380 

CAVANAGH.  CR 

CETTA,  G 

CHANDRASEKHARAN 

,  N 

CHAUVIN.  JP 

0  5364 

06618* 

08867* 

05347 

CAVANAGH,  JB 

CEURREMANS.  M 

CHANEZ.  C 

CHAVES,  E 

1  0637 

09929* 

08252 

09311 

CAVARA.  G 

CEYLAN,  1 

CHANG  LO.  M 

CHAVEZ  PEON,  F 

0  0578 

05329 

10530 

00208 

CAVELLAT,  JF 

CHABANCN,  R 

CHANG.  AR 

CHAVEZ,  CM 

09560 

02642 

00584 

00515   06096 

CAVES,  OK 

CHABERT,  C 

CHANG,  CH 

CHAVRIER,  Y 

05027 

06597 

04229 

04921 

CAVES,  PK 

CHABIN,  G 

CHANG,  FC 

CHAWLA,  LS 

02189* 

06597 

01643 

03324* 

CAY,  EL 

CHABRA.  ML 

CHANG.  NK 

CHAWLA,  RC 

08487* 

02313 

07831* 

05486* 

CAYIRLI,  M 

CHABUDZINSKA.  S 

CHANG.  R 

C  HA  ML  A.  S 

03350* 

06121 

0382S* 

03205* 

CAYRON,  G 

CHACIN  MELEAN,  J 

CHANG.  WWL 

CHAWLA,  V 

1 0686* 

01923 

01805*  01806* 

01807* 

10732* 

CAZABAN,  LA 

CHACKO,  CW 

CHANOCK.  RM 

CHAYEN,  R 

04823 

10868 

01681* 

02438* 

CAZAL,  P 

CHADSEY,  LC 

CHANT.  S 

CHEAH,  JS 

07071 

10193 

04913* 

00604 

CAZARD,  G 

CHAFFEE.  RB 

CHANTACHUM.  Y 

CHEARANAI  ,  0 

02110   04399 

00101    04572* 

06298 

08314   09653*  10314 

CAZORLA-TALLERI.  A 

CHAHUD,  A 

CHANTAR  BARRIOS 

.  C 

CHECHAN.  C 

10398* 
CEBALLOS,  R 

00488 

03095   1 0745 

09547 

CHAICHENKO,  GM 

CHANTRAINE.  JM 

CHECHIK.  BE 

05409* 

02773 

08537 

02  64  8 

CEBRA,  J J 

CHAIMOFF,  C 

CHAPMAN.  JH 

CHECK.  FE 

03796* 
CECCAMEA,  A 

02239   04296   06849   06850 

09966* 

Oldoa* 

CHAIMOFF,  D 

CHAPMAN,  ML 

CHECKHERDEMIAN,  M 

03382 

06741* 

00033*  00034* 

0117S* 

05935 

CECCATO,  S 

CHAIMOVITZ,  C 

CHAPPEL.  J 

CHEOIO.  A 

02046 

10733* 

06008 

0821  5* 

CEDRATO,  AE 

CHAITIN,  H 

CHAPPUIS,  JP 

CHEETHAM.  RO 

0  1405 

00837    06843   08699   08912 

05685   09456 

10365 

07229 

CEDRO,  A 

09386 

CHAPUIS.  JP 

CHEEVER.  AW 

04925 

CHAITOUGHCHAWONG,  S 

07687 

03596* 

CEGRELL,  L 

07182 

CHAPUIS,  Y 

CHELI.  R 

0  1  466 

CHAKfiABARTI,  CH 

03028 

08553 

CELLE,  G 
03195 

04653 
CHALLACOMBE,  ON 

CHAPUY,  MC 
03652   09934* 

CHdMBAUT.  AM 
06462* 

GEN,  M 

09500 

CHARACHON,  R 

CHEN.  0 

02960 

CHALMERS,  TC 

06596 

01954* 

CENEVIVA.  R 

03971*  09753 

CHARALAMBOPOULOU.  J 

CHEN,  H 

07609   08070 

CHALNCT,  P 

00465 

05307 

CENNAMC.  A 

10184 

CHARBCNNIER.  A 

CHEN.  HC 

09588 

CHALSTREY,  LJ 

02569   04290 

06531* 

02291* 

CENNI,  O 
09745 

03342*  06969*  07845* 

CHAR  I,  MV 

CHEN.  KM 

CHALUT,  J 

08069 

04229   06987* 

CEPEDA,  P 

04177 

CHARIOT,  J 

CHEN.  LC 

08864* 

CHALVAROJI AN,  A 

05753   06384 

09197* 

07188 

CEPEK.  Z 

01540 

CHARLES  DOMINIQUE.  P 

C  HE  N  ,  P 

08460 

CHAMALAUN,  RAFM 

07212 

03890 

CERAMILAC,  A 

05403* 

CHARLES,  J 

CHEN.  SY 
03778 

01313 

CHAMBAUT,  AM 

09373 

CERCHEZ,  E 

07321*  07396 

CHARLES,  M 

CHEN.  TC 

07558 

CHAMBERLAIN,  J 

00179* 

02070 

CERDA,  J 
02409* 

05655* 
CHAMBON-MOUGENOT,  R 

CHARLTON,  RW 
06329 

CHEN.  WJ 
08987* 

CERDA,  JJ 

00232* 

CHARNOT,  Y 

CHEN.  Y 

06307 
CHENDEROVITCH.  J 

03420*  04079*  07024 
09179* 

07473*   CHAMBCN.  P 

00232*  07398 

03657 
CHARRA.  M 

CERENE,  J 

CHAMES,  RP 

08796 

07258 

00374 
CERF,  M 
02337   03196   04813 

01681* 

CHAN,  G 

04976*     06464* 

CHAPRETTE,  EP 

05336* 
CHARUCHINDA,  S 

02326* 

CHENG,  B 

00076   04555 
CHENG,  WO 

10279* 

1373 


CHERASKIN.     E 

08971 
CHERIGie.  E 

02161 
CHERNENKO.  VF 

03879 
CHERNIAGINA.  ZA 

08579 
CHERNIKOV.  AN 

03391   10233 
CHERNIKQVA.  ZV 

05802 
CHERNISHEVA,  NN 

08813 
CHERNCBROVH .  VN 

02931*  03987 
CHERNOMORETS.  NN 

05320   07130 
CHERNOUSOV.  AF 

08908   09357 
CHERNOV.  MS 

07620* 
CHERNOVOL.  AI 

06900 
CHERNUKH.  AM 

01093* 
CHEROBIN.  CE 

04348* 
CHERVENKQV.  PG 

051CO 
CHESTERTON.  CJ 

07397 
CHETLIN.  SH 

02580* 
CHEVALLARO.  A 

04772* 
CHEVAN.  J 

01664*  02739* 
CHEVERT.  J 

02278   05158*  09423* 
CHEVREL 

03370   03370 
CHEVREL.  B 

01431   01439   02476   06137 

09534 
CHEVREL.  JP 

01431   01439   09534 
CHEY,  WY 

07040*  10072* 
CHEZ.  RA 

0  1846* 
CHHUTTANl .  PN 

02190*  03189*  03324*  08624 

09658* 
CHIANCONE.  FM 

01979 
CHIAPPONI,  PL 

07603 
CHIARLE.  S 

02981 
CHIARUGI.  VP 

06097 
CHIBA.  K 

01238   02450* 
CHICHEPORTICHE.  R 

09090* 
CHICKEPUR.  SR 

09555 
CHICOT.  O 

10736* 
CHIEIRA.  ML 

08970 
CHIFAN.  M 

08351    10295 
CHIKIAR.  A 

10791 
CHILD.  CG 

10570* 
CHILD.  MA 

10026* 
CHILIMINDRIS.  C 

05083 
CH  I  N  .  K 

07642 
CHIN,  KN 

00925   02708*  07216 
CHIN.  M 

08433 
CHINE NOVA.  NS 

01093* 
CHIPILOVA.  LV 
07299   06196 
CHISHOLM.  DM 
00641 


CHlShOLM.  GO 

CHRISTIANSEN.  AR 

CIESLAK.  D 

07920* 

05867 

03623* 

CHISIU.  NS 

CHRISTIANSEN.  J 

CIESLAKOWA,  D 

01533 

00486   01340* 

01930 

02632 

00967   01842* 

CHISSOV,  VI 

07583* 

CIESLIK,  R 

09577 

CHRISTIANSEN.  PA 

08571 

CHISTIAKOV,  VA 

03663   04540* 

06362 

09922* 

CIFARELLI ,  PS 

10306 

CHRISTIE,  AB 

00255* 

CHISTOV.  LV 

06300 

CIGAER,  J 

08498 

CHRISTIE,  B 

02180 

CHISTOVA.  LV 

08245*  09102* 

C16N0LI.  EV 

08783   08877 

CHRISTIEN,  G 

10022* 

CHISTOVA.  MA 

08372   08455 

CIHAK,  A 

08498 

CHRISTNER,  A 

10016* 

CHISTOVA.  SV 

01822 

CIHOLA,  J 

00105 

CHRISTODOULOU. 

C 

04397   09706 

CHITKARA.  NL 

01190 

CIKRT.  M 

02689 

CHRISTOFFERSEN, 

P 

01838*  01839*  01852 

04S38* 

CHITTENDEN.  CG 

00764*  01605* 

02484 

03456* 

CINCOTTI,  J 

02820* 

05191   05272* 

06076* 

07916* 

04393* 

CHIU.  C-J 

09662 

CIOFFi,  CM 

04858* 

CHRISTOFORIS,  f 

06529* 

CHIU,  CJ 

06175 

CIOFU.  C 

03573   08478*  08522* 

CHRISTOPHE,  A 

10623 

CHLEQ,  F 

10133* 

CIONINI.  L 

04183 

CHRISTOPHE,  J 

09937* 

CHLUMSKA,  A 

01939*  01940* 

03738 

05537 

ClONTESCO.  L 

04852* 

08203*  09999* 

064  7  8 

CHMELIK,  V 

CHRISTOPHER,  NL 

CIPLEA.  A 

02489 

03190* 

10756 

CHMIEL,  J 

CHRZYANOWSKI  ,  J 

CIRAVEGNA,  G 

01361 

10156 

03195 

CHO,  AK 

CHUA.  WH 

CIRESA.  M 

04329* 

09361 

01413 

CHO,  S 

CHUAH,  CC 

CIRIC,  S 

06476 

07358 

07969 

CHOCHA,  A 

CHUAQUI,  BJ 

CISLAGHI,  GU 

01361 

04098 

08791 

CHOI,  HJ 

CHUOACEK,  Z 

CISNEROS,  F 

04778* 

10650 

10627 

CHOI.  YW 

CHUDINOV.  VS 

CIURANA,  AJ 

01889 

09412 

10643 

CHOJNACKI.  W 

CHUGH,  TD 

CIVERA  GARCIA,  R 

06269 

02689 

04320 

CHOJNOVHSKI  .  JR 

CHUL  AN  I  ,  HL 

CIVETTA,  JM 

08517 

05971    07766 

00644* 

CHOMETTE,  G 

CHULANOV,  81 

CLAGETT,  OT 

09299* 

04145 

04901 

CHQNG,  GC 

CHUMAN,  Y 

CLAIN,  A 

04905 

08436 

03140 

CHOO,  JE 

CHUNG,  EB 

CLAMP,  JR 

09361 

02602   08099 

07343*  09077* 

CHOON  SUHK  KEE 

CHUNG,  GK 

CLAPP,  WA 

03450 

05164 

07660 

CHOPRA,  P 

CHUNG,  RSK 

CLARET.  M 

01559* 

00433* 

03659 

CHORVATH,  V 

CHUPIATOVA,  VS 

CLARK.  ANG 

05358 

07456 

06603 

CHOBVATHOVA,  V 

CHUPRIKOVA,  MN 

CLARK.  CG 

02824 

02294 

03285*  09392 

CHOU,  ST 

CHURCHILL,  CL 

CLARK.  CM  JR. 

01783*  06213* 

01049* 

01  126 

CHOUDARI  KOMMINENI.  VR 

CHURG,  A 

CLARK.  DO 

02457 

0  2715* 

09519* 

CHOUOHRY,  NA 

CHUTTANI,  HK 

CLARK.  GE 

08855 

04992   07284* 

07656* 

09786 

10710 

CHOUTEAU,  Y 

10198* 

CLARK.  JF 

08963 

CHVASTA,  TE 

01432   05962 

CHRETIEN.  J 

08129* 

CLARK,  K 

00021* 

CHVOJKA,  J 

10146 

CHRISPIN.  AR 

08712 

CLARK ■  MG 

05978 

CHYLINSKA,  H 

08254 

CHRIST.  R 

0461  1 

CLARK.  RE 

00090* 

CIANI,  P 

06085 

CHRISTENSEN,  C 

02826 

CLARK.  RL 

06252 

CICCARELLI,  R 

08643* 

CHRISTENSEN.  J 

05061 

CLARK.  RW 

00992*  01859*  03679*  07269* 

CICCIMAHRA,  F 

01207* 

09952*  09955* 

05620   08093 

CLARK.  SB 

CHRISTENSEN.  NA 

CICCONE,  6 

00959* 

05836 

01388 

CLARK.  SL  JR. 

CHRISTESEN.  OH 

CICOTTI,  A 

07207* 

04330* 

00487   09361* 

CLARKE.  AD 

CHRISTIAENS.  JL 

CID,  E 

05509* 

02279 

05449* 

CLARKE.  AE 

CHRISTIAN.  CO 

CIECKIEWICZ.  J 

00160 

07657 

04834 

CLARKE.  AM 

CHRISTIAN.  CL 

C I ER I .  E 

08903 

06161* 

03382 

CLARKE.  JS 

CHRISTIAN.  JE 

CIESCO.  PM 

01639 

04810 

03307 

CLARKE.  RJ 

CHRISTIAN.  RG 

CIESIELSKI,  L 

03671* 

0159S 

03964   0775S 

06842 

CLARKE,  RM 
00043*  00927   01803* 

02749 

137it 


CLARKEi  S 

0S967   10484 
CLARKSON,  DP 

10063* 
CLARKSON.  KG 

08629 
CLASING.  D 

10085 
CLASSEN.  M 
00162   00306   00343   00848 
06733   09207*  09455   1-0254 
10847 
CLATWORTHY.  HW  JR. 

00635 
CLAUDE.  A 

01995 
CLAUSEN,  B 

08510 
CLAUSS.  O 

10777 
CLAXTON.  R 

03306* 
CL  AY  ,  A 

09547 
CLAY.  KL 

06758 
CLAY.  MG 

02619* 
CLAYTON.  L 

07956* 
CLAYTON.  RB 

1 0029* 
CLAYTON.  RT 

05413* 
CLEATCR.  I6M 

01384   06271   09188* 
CLELAND.  WW 

07438   07439 
CLEMENS.  F 

01386   05837 
CLEMENS.  MJ 

05544* 
CLEMENT.  J 

00081    01948   04625*  09147 
CLEMENTE  NAVARRO.  A 

00621 
CLEMENTE.  F 

01057*  04240* 
CLEMETT.  AR 

00332   02934   05874   08659* 
CLEMMESEN.  T 

01366*  05950* 
CLENDINNEN.  EG 

00134*  04598*  08182* 
CLERC.  M 

0  1539 
CLEVELAND.  BR 

08658* 
CLEVELAND.  WW 

07541* 
CLIFFORD,  DH 

06729   05758 
CLIFTON.  JA 

00035*  02744*  07290* 
CLOD  I.  PH 

00218   05095* 
CLOP.  J 
01058* 
CLOT  PAIMBOEUF.  C 

08807 
CLOT.  C 

04812 
CLOT,  JP 

04452   05881   09299*  10603 
CLOT.  P 

03028   05110   09667 
CLOUET.  E 

00081    09147 
CLOUT  I ER.  CT 

04484 
CLOWDUS.  BF  II 

06129 
CLOWDUS.  BF  II. 

09665 
CLUBB.  JS 

0  1462 
COBB.  JJ 

04071* 
COBB.  JS 

02260* 
COBET.  G 

10367 
COBURG.  AJ 
05146* 


COCHETCN.  J J 

07127 
COCKCROFT.  DM 

02500 
COCKEL.  R 

01549   01744   03545* 
COCKING,  J6 

10277* 
COCUCCI.  C 

10043* 
CODE,  CF 
00106   00983*  01864*  01880 
01881    01882   03891   04589 
06409*  07268*  09023* 
COE.  JD 
07724* 
COELHO  DE  SOUZA.  A 

02535 
COELLO-RAMIEREZ.  P 

01660* 
COELLO-RAMIREZ.  P 

01659*  06812*  07713* 
COEPDT.  I 

10257 
COERS.  C 

03200 
C0ET2EE.  M 

08019* 
COGHILL.  NF 

02684 
COHEN.  A 

0  1391    05070   06795 
COHEN.  BE 

08669 
COHEN.  OH 

04744 
COHEN.  H 

09614* 
COHEN.  HJ 

05595 
COHEN.  M 

01036* 
COHEN.  MB 

05203 
COHEN.  MH 

00422 
COHEN,  MI 

06216*  08889 
COHEN.  MM 
00260*  01905*  01906*  05508* 
05821*  08387*  09994* 
COHEN.  N 

01676*  05440* 
COHEN.  R 

09307 
COHEN.  RD 

09141 
COHEN.  S 
00087*  00127   00541*  02992* 
04564*  04729*  06580   08336* 
09961* 
COHEN.  WN 

00542 
COHEN.  Y 

01729 
COHN.  DV 

02068 
COHN,  EM 

02324 
COHN.  I 

04149 
COHN.  I  JR. 

00509* 
COHN.  JN 

04388* 
COHRS.  GW 

04085 
COJOCARU.  I 

08548 
COLAIZZI.  JL 

07243* 
COLAKOGLU.  S 

07525 
COLAN.  A 

05286 
COLAPINTC.  RF 

06983 
COLARIZI.  A 

03382 
COLARIZI.  P 

03382 
COLBERT.  RC 
06055 


00885  04702* 
06787  06799* 
09473   10685* 


COLCOCK.  BP 
03251    03288*  03297   08693 
10469 
COLCOLOUGH.  HL 

08734 
COLE.  ACE 

01788 
COLE.  BC 

07588*  09716* 
COLE.  DS 

10161* 
COLE.  RJ 

07843* 
COLE.  TB 

00364* 
COLE.  WR 

04395* 
COLES.  RA 

08306 
COLIN.  R 
00561    00735 
05025   06786 
06800*  08385 
10686* 
COL  IN  A.  J 

01923 
COLLAN.  Y 

06090 
COLLEN.  O 

05266* 
COLLIER.  RL 

02385 
COLLIGNON.  P 

06095   06117   06120 
COLLIN.  P 

09267 
COLLINS.  C 

07482* 
COLLINS.  CO 

07648*  09563 
COLLINS.  DC 

00214 
COLLINS.  FD 

01998 
COLLINS.  HL 

05890 
COLLINS.  JR 

00668 
COLLINS.  REC 

06279 
COLLINS.  WJ 

07066 
COLLIPP.  PJ 

03778 
COLL  IS.  CH 

10162* 
COLLI S.  JL 

01194*  01272*  04726*  10189 
COLLSTE.  LG 

07921* 
COLOMBATO,  LO 

02154   09089*  09122* 
COLOMBINI,  PN 

09208* 
COLOMBO,  C 

06867 
COLOMBO.  F 

03166 
COLOMBO.  JP 

05927* 
COLOMBO,  L 

03165 
COLOMBO.  P 

09225 
COLTORTI.  M 

02474   04324* 
COLUCCI.  CF 

08882 
COLWELL.  JA 

05096* 
COMBE,  E 

101 13* 
COMBEMALE,     B 

08496 
COMBES,     B 

02843*    05221*    05451*     08763^ 
COMEN,    HAPC 

06818 
COMER.     O 

07641* 
COMER.  DS 

0981  1 
COMESS.  LJ 
00776* 


COMET.  M 

06042 
COMISIONER.  C 

03451 
COMMANDI.  A 

03852 
COMPANA.  AO 

07185 
COMPERNOLLE.  F 

08220*  08221* 
COMPORTI.  M 

08227*  08277 
CONAWAY.  H 

04623* 
CONCHILLO.  F 

08007 
CONDEMI.  JJ 

03350 
CONOOMINES.  J 

00757 
CONDON.  JR 

01656*  04255 
CONDON,  RE 

00443*  01506 


02052*  03256 


04683   04859*  09118*  10501* 
CONKLIN.  JD 

06446* 
CONLEE,  JL 

08477* 
CONN.  HC 

03464* 
CONN,  HO 
01607*  01679*  05269*  06491 
06988   10661    10728* 
CONN,  J  JR. 

00662   02361 
CONN.  JH 

00515   06096 
CONNELL.  AM 

00110   00569*  02355* 
CONNELLY.  R 

06666 
CONNER.  WT 

08937* 
CONNOCK.  MJ 

01802* 
CONNOLLY.   JE 

06736* 
CONRAO.  ME 

00717   07909* 
CONSIGLIO.  L 

03276 
CONSONNO.     C 

04576* 
CONSTANDINIDES.    C 

03469* 
CONSTANDINIOIS.     C 

10447 
CONSTANTIN.     M 

00432* 
CONSTANTIN.     MJ 

00066* 
CONSTANTINESCU,     N 

06177 
CONSTANTINESCU,     S 

02276 
CONTAMIN,     C 

06596 
CONTANT,     A 

05171 
CONTE    MARTI,     J 

05743        07593 
CONTE,     J 

01941* 
CONTE,     M 

04489 
CONTE,     K 

04196 
CONTRERAS-GUITIERREZ.     ML 

06812* 
CONTRERAS,  F 

07666 
CONTRERAS,  I 

08042 
CONWAY.  ES 

09025* 
COOOIN,  FJ 

06975* 
COQDLEY.  EL 

06079   07484* 
COOK.  BH 

07252* 
COOK.  DA 
09912*  09919*  10030* 


1375 


COOK,  DM 

CORNET,  L 

07709* 

08491 

COOK.  6C 

CORNET,  MA 

05256*  07239*  08134   10413* 

08505 

COOK.  PG 

CORNETTE,  W 

00436* 

00788 

COOK,  PJ 

CORNWELL,  DG 

10162* 

00761* 

COOKE,  AR 

CORONADO,  E 

01322   08129* 

00864 

COOKE,  B 

CORONEOS,  N 

10707 

00663* 

COOKE.  WM 

CORRAL.  E 

07619* 

08649* 

COOKE.  WT 

CORREA  NETTO,  A 

00539*  00951*  01749   02320* 

05957* 

0232  1*  02353*  03229*  04069* 

CORREA,  P 

04968*  05016*  06745*  07707* 

05017* 

09475 

CORREARO,  RP 

COOKSLEY.  WGE 

05012*  06764 

08330 

CORREIA,  JP 

COOUEY.  DA 

00302 

01610* 

CORRY.  RJ 

COOMBS.  RRA 

00644* 

10068* 

CORSI,  C 

COON.  WM 

00S33 

02400*  05974 

CORSINI,  G 

COOPER,  e 

07086 

07328* 

CORTESAQ,  J 

COOPER,  CW 

03E82 

04597* 

CORTESI,  N 

COOPER,  E 

02976   07819 

07543* 

CORTl,  A 

COOPER,  HL 

02043 

02319* 

COSCELLI,  A 

COOPER,  JDH 

00971 

09206* 

COSCO  NONTALDO, 

COOPER,  JN 

04445   05328 

00738* 

COSEN,  JN 

COOPER,  LW 

09171*  10266* 

05562 

COSEN,  N 

COOPERBERG,  L 

03915 

05278 

COSEN,  RH 

COPELAND,  EM 

10266* 

01022* 

COSENTINO,  C 

COPELAND,  P 

10135* 

02133 

COSMA.  V 

COPPERMAN.  AM 

00736   10256 

09183* 

COSSART,  YE 

COPPl.  G 

05247 

066  19*  10034* 

COSSMAN,  FP 

COPPINI.  L 

08038 

01815 

COSTA  NOVAES.  S 

COPPO.  M 

01135 

01619   07952 

COSTA.  A 

COPS.  A 

10380 

06978 

COSTA.  G 

COQUELET.  G 

10S82* 

07570 

COSTA.  M 

CORAN.  AG 

07206* 

03715* 

COSTANTINO  LUPl 

CORBY.  OG 

08226* 

00831* 

COSTANTINO.  D 

CORCINO.  J J 

04359   07062 

10406* 

COSTE.  T 

CORDANO,  A 

01789   03010 

04998 

COSTERO.  C 

COROAY,  E 

00690 

02685 

COSTESCU.  I 

CORDES,  DO 

01479 

07679 

COSTESEC,  AA 

CORDIANO,  C 

09005 

05521 

COSTOPOULOS.  LB 

CORLEY,  G 

05880 

04433 

COTE,  MG 

CORLEY,  LD 

09110* 

00594   00595 

COTRALL,  MF 

CORLIN,  BF 

05694 

00314 

COTRAN,  RS 

CORNADC-CORNET,  M 

08081* 

07713* 

COTTE,  C 

CORNEANU,  M 

02356* 

01009*  05504* 

COTTE,  J 

CORNEL,  MF 

00560   02339 

J0320 

COTTIER,  H 

CORNELIUS,  CE 

07335* 

028S8*  0S361   07835* 

COTTON,  PB 

CORNELIUS,  H 

04123*  10134* 

01268 

COTTON,  R 

CORNELL,  R 

07841* 

03626* 

COTTON,  RB 

CORNET,  A 

03338* 

03585   03914   05799   05800 

COTTRALL,  MF 

07760   09303* 

03843   08295* 

PQ 


JR. 


COTUL,  S 

03121*  03465   07084* 
COUCEIRO,  A 

03930 
COUDERC,  P 

05168 
COUOERT,  J 

00358 
COUDRY,  H 

04754 
COUEOIC,  Y 

03021 
COUETTE,  JE 

03021 
COULAM,  CM 

07469 
COULAUD,  JP 

02700   03379 
C0UL60IS,  J 

07505 
COULIK,  VP 

001  1  1 
COULLING,  I 

02910*  06301*  09003* 
COULOMB,  M 

09885 
COULSON,  R 

07793* 
COULTER,  NA 

01173* 
COUPATEZ,  P 

05032 
COUPLANO,  G 

03322* 
COUPLAND,  GAE 

03970* 
COUROUCE  PAUTY.  AM 

07068 
COURT,  JH 

00460* 
COURT,  JM 

03345* 
COUSIN.  P 

07099 
COUSIN. 

01412 
COUTO.  D 

08060 
COUTURE.  J 

05019* 
COUTURE,  Y 

00266* 
COUTURIER.  D 

00986*  05468*  05483 
COUVELAIRE,  R 

07756 
COVA,  D 

02821*  10014* 
COWAN,  B 

08630 
COWAN,  RJ 

08806 
COWEN,  AE 

08294* 
COWIE,  AL 

02777 
COWLEY.  DJ 

10273*  10275* 
COWLEY,  LH 

0091  1 
COX.  AG 

06375* 
COX,  W 

00543 
CPAITAINE,  Y 

09127* 
CRACIUN,  C 

03169 
CRACIUN,  O 

10082 
CRAIG,  AW 

08222* 
CRAIG.  GM 

07833* 
CRAIG.  JM 

04647* 
CRAIG.  JOMC 

07682 
CRAIG.  PH 

09021* 
CRAIG.  SW 

03796* 
CRAMPTON,  RF 

09032 


CRANE,  CW 

07833* 
CRANE,  JM 

08762* 
CRANE.  PS 

02217* 
CRASKE,  J 

07055* 
CRASKE,  S 

03354* 
CRAWFORD,  A 

06873 
CRAWFORD,  FA 

04844* 
CRAWFORD,  JS 

05507*  10040* 
CRAWHALL,  JC 

01 081* 
CRAWLEY,  IS 

09201* 
CREAMER,  6 

02054* 
CREAN,  GP 

03049*  06302* 
CREED,  KE 

07265* 
CREEMERS,  J 

08274 
CREMA,  A 

00097*  05469* 
CREHA,  C 

01004   01005   04588 
CREMER,  H 

02510   02874 
CREMER.  M 

03200 
CREMER.  N 

04481 
CREMERIUS,  J 

10286 
CREMIN,  BJ 

01224   03217*  05977 
CRESPI.  M 

10250 
CRESPO  01 EZ,  A 

10563* 
CRETU,   I 

03169 
CREUTZFfcLDT,     C 

10809* 
CREUTZFELDT,  W 

0S51S       09092*    09666 

10809* 
CREUTZIG,  H 

08321 
CREVON.  MC 

00204* 
CREWE.  W 

06293 
CRILE.  G  JR. 

02412 
CRISAN.  G 

01482 
CRISLER.  C 

04239* 
CRISMER.  MR 

10433* 
CRISMER.  R 

05169 
CRISPIN.  HA 

07986 
CRISPIN.  JS 

01889 
CRISTIAN.  V 

10528 
CROCKARD.  HA 

05027 
CROCKER.  AO 

03660   09034 
CROCKETT,  FL 

00517 
CROFFORD,  OB 

00668 
CROFT,  ON 

02054* 
CROISIER,  G 

09848* 
CROISIER,  JC 

09848* 
CROIZAT.  8 

08255 
CROOK.  JN 

00206*  02082* 


1376 


JG 


JC 


JS 


AH 


CROOM.     RD 

05359 
CROS    CAMPILLO. 

03864       06562 
CROS.     C 

01S84 
CROS.     RC 

10009* 
CROSBY.  JT 

05309   09804* 
CROSETTI.  EE 

00647 
CROSETTI.  JP 

07737 
CROSS.  GF 

02515* 
CROSS.  JH 

08045 
CROTTE.  C 

03491*  07109* 
CROUCHMAN.  MR 

07696 
CROUT .  JR 

02616* 
CROUZET.  M 

07687   09456 
CROW.  RW 

04608* 
CROWLEY. 

03076 
CROWLEY, 

10123* 
CROWTHER, 

05614 
CROWTHER, 

01415* 
CROYDON.  M 

05509* 
CRUAUD.  D 

02108   03525 
CRUCE.  JAF 

07209* 
CRUCIOLI.  V 

03620 
CRUICKSHANK 

07897* 
CRUMIERE.  C 

10854 
CRUMMY.  AB 

03867*  08038 
CRUMPACKER.  CS 

04343* 
CRUZ.  A 

09192 
CRYSTAL.  RF 

03498 
CSAKVARY.  G 

00169 
CSAKY,  TZ 

00939*  05462 
CSALAY.  L 

00169 
CSEH.  1 

08717 
CSEH.  J 

04451 
CSENDES.  A 

05720*  05811 
CSIKl.  IN 

05240   07865 
CS  I KY  .  N 

05748   10604 
CSOKNYA.  M 

07217 
CSORBA.  E 

04797 
CSORBA.  L 

04743 
CUATRECASAS.  P 
06986   08223* 
CUBERTAFOND.  P 

00933 
CUCCURULLC.  L 

04324* 
CUCOLO.  GF 

01701 
CUDERMAN.  BS 

03213* 
CUELLAR.  A 

03202 
CUENI.  B 

03449 
CUEVAS.  P 
02085* 


08020*  09944* 


CUEZVA,  J 

10737* 
CUILLEPET.  J 

01949   09619* 
CUISINIER  GLEIZES.  P 

04553 
CULBERTSON.  WR 

03231 
CULLEN.  Dfi 

01653* 
CULLEN.  PK  JR. 

09513* 
CULLING.  CFA 

08086* 
GULP.  TW 

01  198* 
CULVER.  GJ 

06921 
CUMBERLAND.  VH 

03970* 
CUMMINGS.  NA 

04460* 
CUMMINS.  G 

021  15 
CUMMUNGS.  NA 

08938* 
CUNHA.  JC 

00754 
CUNNINGHAM,  L 

00017* 
CUNNINGHAM.  PJ 

08656* 
CUPIC.  Z 

10096 
CURCI.  S 

03658 
CUREA,  I 

10493 
CURELARU.  I 

03577 
CURG,  JRN 

08169* 
CURRAN,  PF 

00077   00966   01846*  02056* 
CURREP  BRIGGS.  RA 

09963 
CURRERI.  AR 

02453 
CURRUCHAGA.  JV 

04463 
CURRYA,  S 

04340 
CURSCHMANN,  D 

06035* 

CURT.  J 

01917* 

CURTI.  G 

06984 
CURTIS.  AC 

04422* 
CURTIS.  SJ 

10066* 
CURTO  CARDUS.  J 

00589 
CURTO.  OC 

06854 
CURUCHET.  E 

06912 
CURUTCHET.  HP 

06071* 
CUSCHIERI,  A 

06617* 
CUSTRO,  N 

09031 
CUTHBERTSON,  EM 

00505* 
CUTR16HT.  OE 

00123 
CUTRONEO,  KR 

06484 
CUTROPIA,  J 

05087 
CUYO,  U 

03720 
CYWES,  S 

01224   03217* 
CZARNECKI,  B 

08922 
CZARNECKI,  J 

10612 
CZARNETZKI,  HO 

02625   02968 
CZARNOCKI.  J 
02340 


0688S 


CZARNOWSKI.   A 

01570 
CZECHOWICZ.  W 

03090   08507 
CZEMBIREK,  H 

02179 
CZERNIAWSKA-MYSIK,  G 

01793 
CZERNOeiLSKY,  B 

01470* 

CZYZYK.  A 

10731* 

O'AGOSTINO,  AN 

08763* 
D'AGOSTINO,  J 
06053   06225 
0* ALESSANORO.  D 

09647* 
D'AMBROSIO.  V 

0781  1 
D'ANGELO,  A 

07092*  07968 
D'ANGIO,  GJ 

04258* 
D' ARBELA,  PG 

03306* 
D'ESCRIVAN,  G 
00307   02211 
O'HAVELOOSE,  J 

03369 
D'lACHENKO,  PK 

09404 
D'ONOFRIO.  G 

00466 
D'ONOFRIO.  M 

02981    07116 
DA  COSTA.  JC 

08861 
DA  COSTA.  LB 

02053*  02054*  06290* 
DA  COSTA.  NF 

03266 
DA  S.  MONTENEGRO.  TR 

00728 
DA  SILVA.  C 

07999   08718 
DA  SILVA,  GL 

00728 
DA  SILVA.  JA 

02519 
DA  SILVA,  LMR 

00311   00312   00313 
DA  SILVEIRA.  IC 

0  3881 
DABROWSKI.  W 

07669 
DABSKI.  H 

01568 
DADAN.  H 

09362* 
DAFTARY.  M 

09435 
DAGA.  S 
10198* 
DAGAN,  EM 

04493 
DAGGETT,  WM 

00644* 
DAGLE,  GE 

00436* 
DAGNELIE,  J 

05993 
OAGNELIF,  J 

03261 
DAGRADI.  A 

09194 
DAGRADI.  AE 
06207   06679   06700* 
09296*  10272* 
DAHL.  M6C 

02506 
DAHL IN.  DC 

00538 
DAHLQUIST.  E 

01580* 
DAHLOVIST,  A 
01396*  04669*  09199* 
10403*  10853 
DAI.  ND 

06104 
OAILEY.  TH 
03237 


DAKSHINAMURTI .  K 

02002 
OAL  MONTt  .  PR 

09505 
DALDROP.  J 

07464 
DALE.  J£ 

02257* 
DALIANA.  M 

04402 
OALICHAU.  H 

08352 
DALINKA.  MK 

09242* 
OALLA  PALMA.  L 

09937* 
OALLMAN.  PR 

02882   05429 
OALMI.  L 

04372 
DALOZE.  P 

10516 
DALY.  J 

03786 
DALY.  JF 

04766 
DALY.  JM 

04935   10116* 
DAM.  H 
03757*  03766   04415*  04418* 
05295*  08885* 
DAMENO.  G 

03521 
DAHLE.  SR 

08800 
DAMMACCO.  F 

02523   098S1* 
DAMPLING.  L 

08192 
OAMRONGSAK.  O 

09653* 
DAN  IQNESCU.  P 
02318 


07543* 


09480* 


G 
10742 


AM 

09709* 

EE 


OANCAU 
08977 
DANCU.   I 

01249 
DANESe.  CA 

0411 1* 
0  AN  I  •  R 

08073 
DANIEL 
07850 
DANIEL 
00092*  0  1887 
04578*  05414* 
DANILENKO.  M 

06594 
DANILENKO.  SI 

07513 
OANILOV.  MV 

09838 
DANKMEIJER.  J 

01879 
DANKO.  J 

06041 
OANKS.  DM 

03345*  09686 
DANNEMANN.  A 

03378 
DANNENBURG.  WN 

03734* 
OANNO.  T 

00163 
DAMON.  G 

03958 
DANOVICH.  FM 

06726 
OANOVITCH.  SH 

01480   04416* 
OANOWSKI.  TS 

07531 
OANREE.  BH 

06420 
DANUS.  O 

04099   04613 
OANUS.  OV 

0409B 
DANZINGER 

10762* 
DARBELLAV 

00875 
DAROACHIT 
04501* 


03676*  04567* 


RG 
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OAROACHTI.  DF 

09152 
DARDANONI.  L 

07944 
DARDENNE.  A 

06771 
OAROIK.  H 

00090*  01500   07105*  10078* 
DARDIK,  I 

10078* 
DARGENT.  M 

07852 
OARGIE.  JO 

05399 
OARIN.  JC 

091  16* 
OARNIS.  F 

01534 
DAS  GUPTA,  P 

09044 
DAS.  B 

02905* 

DAS.   I 

07387 

DAS.  NP 

10064* 

DAS.  RK 

02905* 

DASGUPTA.  R 

10640 
DASKALCV.  P 

05078 
DATAP.  GK 

04847* 
DATKHAEV.  II 

04195 
DATTA.  AK 

01179 
DATTA,  DV 

02190*  02513*  09658* 
DAUBNER.  K 

08980 
DAUOA.  G 

00249 
DAUDET.  M 

05685   07687   09456   10365 
DAUM,  R 

05199   06883 
DAUVERCHAIN,  J 

10844 
DAVARIS,  P 

02145 
DAVCEV.  P 

02248 
DAVE,  PB 

1  0488 
DAVENPORT,  HW 

02800* 
OAVERNET-EATTESTI.  F 

04274* 
DAVEY,  R6 

08956 
DAVID,  E 

05848 
DAVID,  H 

02724   04519   06638   09347 
DAVID,  TJ 

00262* 
DAVIDOVITCH.  P 

03913 
DAVIDSOHN,  I 

06927* 
DAVIDSON,  CS 

04295   07045 
DAVIDSON,  WO 

00134*  04598* 
DAVIES,  OS 

04640* 
DAVIES,  GT 

07690   08485*  10134* 
DAVIES.  JAH 

03832* 
DAVIES,  NP 

05636* 
DAVIES,  PJ 

06514* 
DAVIES,  T 

05338*  08127* 
DAVIES,  til 

09836 
DAVIES,     WT 

0661 0* 
DAVIS,    AE 
02049*     08988* 


DAVIS,  CP 

10125* 
DAVIS,  JL  III 

04562* 
DAVIS,  MG 

01081* 
DAVIS,  NP 

03997 
DAVIS,  PN 

05807 
DAVIS,  PS 

01199*  0746  1   08159 
DAVIS.  BH 

08040 
DAVIS.  SO 

00513 
DAVIS.  TRA 

00039* 
DAVIS.  WC 

02048*  06838* 
DAVIS.  WD  JR. 

06073* 
DAVIS.  WW 

07236*     08120* 
DAVISON.     EJ 

01870* 
DAVISON.  JS 

04047 
DAVY,  A 

08925 
DAWSON,  AM 

00276*  04967*  08722*  09583* 
DAWSON,  e 

0491  1 
DAWSON.  IWP 

02398* 
DAWSON.  JH 

02314 

DAY.  SB 

02605* 

DAYAN.  L 

06265 
DE  ALMEIDA  MARIA.  T 

03038 
DE  ALMEIDA.  AD 

04934 
DE  ALMEIDA.  HM 

05370 
DE  ALMEIDA.  N  JR. 

00325   C1642 
DE  APAUJO  TEIXEIRA.  AM 

06750   08206   09444 
DE  ARAUJO.  R 

09729* 
DE  ARZUA  ZULAICA.  E 

01691    05963 
DE  AZEVEDO  CORREIA  TRINCAO. 

02229 
DE  BAC,  C 

05239 
DE  BARROS  MOTT,  C 

08994   09088* 
DE  BARROS-MOTT.  C 

10009* 
DE  BARTOLO,  M 

09769 
DE  BERNARDI.  B 

09779 
DE  BERNARDI.  M 

03751* 
DE  BERRANGER.  P 

06573 
DE  BETHUNE.  G 

07691 
OE  BETTENCOURT.  JM 

03395 
DE  BEUKELAER.  A 

05598 
OE  BODIC.  MF 

04252 
DE  BOER.  J 

00771* 
DE  BOER.  WGRM 

06509* 
DE  BOBTOLI .  MG 

00342 
DE  BREE.  PK 

02343 
DE  BRITO.  T 
00311    00312 
01791    04926 
OE  CARVALHO.  JM 
02574* 


DE  CASTIGLIDNE.  R 

06397 
OE  CASTRO.  CR 

10022* 
DE  CICCO.  N 

09493 
DE  DOMBAL.  FT 
02403*  04204*  04209*  04218 
06798*  09474 
DE  FENOS.  OM 

10022* 
OE  FIULI.  G 

09937* 
DE  FRANCHIS.  R 

10043* 
DE  FREITAS.   GF 

05074 
DE  GAETANO.  M 

02940 
DE  GIER.  J 

01497* 
OE  GONZALEZ.  M 

00307 
DE  GRAEF.  J 

02270   04604*  06166   07293' 
DE  GRAZIA.  E 

10373 
OE  GPEGORI.  M 

06791 
DE  GROOTE.  J 

05258   10715* 
DE  GROUCHY.  J 

08862 
DE  HAAS.  GH 

0461 8* 
DE  HCYOS-GUEVABA.  E 

10567* 
DE  JUAN  Y  MARTIN,  M 

05294* 
OE  KEYSEP.  P 

08058 
DE  L  REVILLA.  L 

05661 
OE  LA  CRUZ.  TO 

01434 
DE  LA  GARZA.  SA 

01113 
DE  LA  GUILLAUMie.  BB 

0  1464 
DE  LA  NCUE.  J 

0  1841* 
DE  LA  PERRELLE.  A 

03375 
OE  LA  PIERRE.  M 

0061 1* 
DE  LA  RESILLA. 

10563* 
OE  LA  REVILLA. 

00823   00856 
DE  LA  SANTA 

03184 
OE  LA  SANTA.  J 
05254*  10563* 
DE  LA  TORRE  ROBLES. 

06130 
DE  LA  TORRE.  M 

06286 
DE  LA  TOUR.  J 
05529*  05753 
DE  LA  VEGA.  CA 

0  2665 
DE  LAGAUSIE.  P 

09797*  10669 
OE  LARRECHEA.  I 

01766 
DE  LAVEDAN  DE  CASAUBON i 

08611 
DE  LISCANO.  TR 

01794 
OE  LONGIS,  G 

09588 
DE  LORIMIER,  AA 

041 13* 
DE  LOS  RIOS,  A 
10737* 

FG 


MG 


03553   04820 


09197* 


FP 


00313 
04927 


OE  LUCA. 

06897 
DE  LUCA. 

08882 
DE  LUCA.  G 

04181 
DE  LUCA.  L 

01671*  07458 


OE  M.  BRANOAO.  AB 

00  728 
DE  MARCHl .  D 

04407* 
DE  MATTEIS.  F 

10070* 
OE  MEUTER.  F 

03637 
DE  MIGUEL.  J 

05839 
DE  MONTGOLFIEH.  R 

00520   00579   03112   06402* 
DE  MOULIN,  O 

07142 
DE  MOURA.  MC 

00302 
OE  NECHAUD.  8 

06469 
OE  OYA.  M 

04401 
DE    PAILLERETS.     F 

01  539 
DE    PALMA.     M 

10553* 
DE  PARADES.  B 

04140 
DE  PASCALS.  A 

07932 
DE  PAULA  CASTRO.  L 

01358   04885   04896   06704 
DE  PAULA  LOPES.  P 

08009 
OE  POTO.  DW 

04106* 
DE  PRADC  ISLA.  LH 

09490 
DE  RITIS.  V 

04425 
DE  ROISSARD.  F 

10416 
DE  ROISSARD.  JP 

02985 
DE  ROSA.  F 

00329 
OE  SAINT  LAURENT.  J 

04708 
DE  SAINT  LAURENT.  JE 

06560 
DE  SAINT  MARTIN.  J 

02530    10220 
DE  SCHEPPER.  A 

09467 
DE  SILVA.  DPKM 

09724* 
DE  SIMONE.  £ 

10619 
OE  VACCARO.  MEE 

01095 
OE  VANNA.  C 

10553* 
DE  VOS.  J 

07142 
DE  VOS.  M 

03369   04654   09233 
OE  VOS.  R 

10032* 
DE  WEEROT.  6A 

04616* 
DE  WOLF-PEETERS.  C 

10032* 
OE  WOLFF.  FA 

03794* 
OE  WULF .  H 

05577        09139 
OE    YARZA    MOMPEON.     F 

04821 
DEAC.     R 

09  66  8 
OEADMAN.     NH 

07493* 

DEAN,  G 

06188* 

DEAN.  RH 

00648 
DEBAKEY.  ME 

03232 
DEBAS.  HT 
00138*  01905*  01906*  05508* 
09968*  09994* 
DEBATICE.  C 

05870 
DEBAUCHEZ.  C 
04491 
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DEBBASCH,    L 

08513 
OEBESSE.     B 

05186 
DEBIEC.  T 

06336 
OEBNATH.     AK 

00032 
OEBOERt  WGRM 

02906* 
OEBORJA,  C 

06732 
OEBRAY-SACHS.  M 

00204* 
DEBRAY,  C 
00986*  02160   02337   03852 
04495   04745   04813   04976* 
05377   05468*  0S483   05753 
06384   08708   09197* 
DEBRUNt  G 

00937   01723   07878 
DECHAVANNE,  M 

053S3 
DECKART,  H 

0  1244 
DECKER t  GAG 

09709* 
DECKER.  HR 

04880 
DECKER.  K 

05460   05581    06156   10056* 
DECKER.  WJ 

00831* 
DECLEMENT.  FA  JR. 

05059 
DECOSSE.  JJ 

04126   06020*  08186* 
DECOSTRE.  P 

03842 
DECOULX.  M 

03262 
DEDERER.  JM 

103SS 
OEDIU.  S 

01249 
DEDOMBAL,     FT 

03225*     10832 
DEEB.     ZL 

10525 
DEFFRENNE.  P 

05685 
DEGOOAY.     AC 

0  3279 
DEGOS.     L 

09749 
DEGRAEF.  J 

02785*  02798*  03130* 
DEGROSS: .  O 

04387* 
DEHART.  OW 

02364 
DEHLINGER.  PJ 

06321 
DEHN.  TG 

06567*  09240* 
DEHNER.  LP 

07882 
DEHOUVE.  A 

03259 
OEICHER.  H 

05146*  07942 
DEIMER.  E 

02959   07022 
DEINHARDT.  F 

07909* 
DEININGER.  HK 

02958   03400   05116   06932 
DEISS,  A 

04262* 
DEITRICH.  RA 

03777 
DEL  CAMPO,  A 

00724   00725 
DEL  CASTILLO  MORALES.  M 

04224 
DEL  DUCA.  T 

001  19 
DEL  FINADC,  JE 

02264* 
DEL  GUERCIO.  RM 

07479* 
DEL  NINNO.  E 
10043* 


DEL  PRETE.  S 

04359   07062 
DEL  ROSARIO  SPETALE.  M 

06511* 
DEL  TACCA,  M 

00097*  04588 
DELABRE,  M 

04667 
DELACHAUME-SALEM.  E 

04617* 
DELACROIX.  R 

09373 
OELAGE.  C 

01414 
DELAGE.  J 

07603 
DELAGDUTTE.  JP 

02681 
DELAHUNTV,  JE 

00384 
OELAITRE.  B 

00662*  08701 
OELAITRE.  R 

01281    C7160 
DELANO.  FH 

10578* 
OELANEY.  JP 

00580   03048*  07976*  08480* 
OELANEY.  PV 

08838 
OELANEY.  VB 

07326* 
DELANNE.  A 

08430 
DELASHMUTT.  EJ 

07985 
OELAUNAY.  AC 

00935 
DELAVIERBE.  P 
05703   05750   05798   05799 
05800   05899   06009   06197 
06874   07178 
DELBARRE.  B 

00861 
DELCCURT.  A 

05121* 
DELDICQUE.  H 

03540 
DELEGHER.  Y 

07666 
DELELLIS.  RA 

10334* 
DELESPESSE.  G 

05195 
DELGADC.  A 

02417 
DELGADO.  B 

04185   06196 
DELGIACCC.  RR 

08787 
DELINEAU.  G 

08696 
DELL'OSSO.  A 

00303   00790   00860 
DELLER  .  DJ 

01199*  07461   08159 
OELLICOLLI.  HT 

00217 
OELLO  RUSSO.  R 

03446   10366 
OELMAN 
10839 
DELMONT.  J 

00555 
DELMONTE.  A 

10648 
OELMOTTE.  JS 

08948 
DELOACH.  OH 

04042 
OELOCHE  DE  NOYELLE.  A 

05110 
DELOCF.  W 

02994* 
OELORIMIER.  AA 

06085 
DELORME 

10470 
DELCRME.  G 

05698   08735 
DELOV.  1 

00330   01363 
DELPLACE.  J 
10678 


DELUCA,  HF 
02070   02892*  03649*  03608 
07253*  09916* 
DELUCA.  VA  JR. 

04705* 
DELUMEAU.  G 

03878 
OELVERT.  B 

10678 
DELVIGNE.  J 

06978 
DEMARET,  A 

02221* 
DEMBINSKI.  A 

09380* 
OEMBO.  AJ 

05108 
DEMEDICI.     A 

03165 
OEMEERSMAN.     J 

0  32  57 
OEMEESTER.     TR 

04239* 
DEMENTEV,     IV 

04361 
DEMENTIEV.      IV 

02542 
DEMENTIEVA.     NX 

02199 
DEMERTZIS.     O 

04350 
DEMETRIOU.  N 

00128 
DEMEULENAERE.  L 

03369   09233 
DEMEULENAERE.  M 

10688* 
DEMID'UK.  PF 

09874 
DEMIN.  VA 

05693   07513 
OEMIRAG.  B 

05352 
DEMISCH.  K 

02042 
DEML.  F 

00212 
DEMLING,  L 
00298   00305   07615*  07749 
09207*  10254   10316 
DEMOFONTl.  A 

00752 
DEMOISE.  CF 

02427* 
OEMOLE.  MJ 

08932* 
DEMPO.  K 

10053* 
DEN.  N 
05707 
DENARDO.  GL 

06522 
DENBESTEN.  L 
00035*  00068   00542   02096* 
02744*  08232* 
DENBCROUGH.  MA 

00160 
DENCKER.  H 

10430* 
DENEPOUX.  R 

07199 
DENIORD.  RN 

05830* 
DENIS.  B 

09622 
DENIS.  P 

04702*  06786 
DENISENKO.  LN 

10719 
DENISON.  EK 

02433*  02557*  06965*  10673* 
DENISOVA.  OP 

10822 
DENK.  H 

01141    01969*  03346* 
DENNHARDT.  0 

06047 
DENNHARDT.  R 

09163   09920* 
DENNING.  CR 

07797 
DENNIS.  C 
04022* 


DENNIS.  DL 

05172 
DENNISH.  GW 

04587 
DENNISON.  WM 

01  375 
DENOEUX.  JP 

04973* 
DENOLIN-REUBENS.  R 

07018 
DENT.  DM 

06973*  09334 
DENT.  TL 

05098* 
DENTAN.  T 

04066   08807   09239* 
DENUIT.  JR 

04604* 
DEODHAR.  S 

10812* 
OEOOHAR.  SO 

07694   09688 
DEPADT.  G 

04253   051  58*  08496 
DEPARIS.  M 

01600* 
OER  KALOUSTIAN,  VM 

00532   09450 
OERACHE.  R 

02027 
OERBACHER.  O 

06827 
DERBYSHIRE.  AJ 

00994 
OEREMEE.  RA 

05914* 
OEREN.  JJ 

02409*  07249* 
DEREN.  JS 

04  527 
DEREUME.  JP 

09518* 
DEREVENCO.  V 

07872 
DERNIER.  P 

08664 
DEROM.  F 

03369 
DEROUVILLE.  WH 

09832 
OERVICHIAN.  06 

10035* 
DESAI.  H6 

00258*  02272   10153 
DESAI.  MH 

09326   09833   09888 
DESBAILLETS.  L 

01937* 
OESBUOUOIS.  B 

08223* 
OESCHAMPS.  JH 

04886   09437 
OESCHAMPS.  Y 

10023* 
DESCHODT-LANCHKMAN.  M 

03738 
DESCHOOT-LANCKMAN.  M 

08203*  09999* 
OESCQS.  F 

03059* 
DESCQS.  L 

01949   04624* 
DESCOS.  ML 

00185 
DESCOTES.  8 

07801 
DESHPANDE.  CK 

10153   10531* 
OESJACQUES.  P 

07677 
DESJARDINS.  PD 

04419* 
DESJEUX.  JF 

04977*  09491 
DESMET.  V 

00402   02711*  04031    05395 

10032* 
OESMOULINS.  M 

09787 
DESNUELLE.  P 

00179*  02815* 
DESORGHER.  G 

05761 


!■■ 
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OESPEIGNES.  J 

00358 
OESPERAK  NACIAZEK,  A 

10094 
DESPONS.  J 

00356 
DESPONS.  JL 

08356 
DESPOPOULOS.  A 

01623* 
OESPHES,  P 

01770 
DESROSIERS.  M 

10023* 
DESRUELLES.  J 

05717 
DESTOMBES.  P 

01800 
DESVIGNES,  C 

04624* 
DETER.  RL 

01082* 
OETIUK.  ES 

055  84 
DETRAIN-GOSSUIN.  M 

08058 
DETRIE.  P 

05303 
DETTORI.  V 

03446   10366 
OEUCHER.  F 

03292 
DEUMLING.  B 

09140 
OEUTSCH.  P 

04916* 
OEUTSCH.  V 

05713   08985* 
DEVAKUL.  K 

06298 
DEVAMBEZ.  J 

06936 
DEVAUX.  MA 

04240* 
DEVENYI,  I 

00249 
DEVENYI.  P 

01606* 
DEVIC.  G 

07674   07676   07762 
DEVIF.  JJ 

07549 
DEVITA.  VT  JR. 

10566* 
DEVLIN,  HB 

06752 
DEVLIN.  JG 

1  0840 
DEVOS.  A 

05393 
DEVROEOE,  G 

0S983   08623* 
DEVROEOE.  GJ 

08721*  09023* 
DEWEESE.  MS 

05289* 
DEWEESE.  W 

09979* 
DEWEESE.  WC 

08178* 
DEWES.  HF 

07679 
DEWEY.  KW 

0  1635 
DEY.  DL 

04744 
DEY.  KR 

00525 
DEYHLE.  P 
00158   00306   00315   00343 
06733   07615*  07749   09455 
OEYSING.  HJ 

02174 
OHAR.  AK 

06470   06475 
DHUMEAUX.  D 

01077*  01145   03386 
DI  GESU.  G 

10373 
DI  LUZIO.  NR 

07223 
DI  MAGGIO.  C 
02114   02159   02487 


01  MARINO.  V 

00913 
DI  MARTINO.  C 

00752 
DI  MARTINO.  L 

01872*  01873* 
DI  NUNNO.  C 

05430 
DI  PRISCO.  AU 

10708 
DI  SANT'  AGNESE.  PA 

08727* 
DI  SILVIO.  TV 

05956* 
DI  STEFANO.  A 

09858 
01  ACQ.  JF 

03739   04631* 
DIACONESCU.  M 

09321 
DIACONESCU.  N 

03819 
DIACONU.  S 

09766 
DIAMANT.  NE 

01870* 
DIAMOND.  JM 

02732*  02733* 
OIANZANI.  MU 

04663 
DIARD.  F 

05690   10386 
DIAZ  BENSUSSEN,  S 

09857 
DIAZ  DE  LEON.  L 

01560*  , 
DIAZ  DEL  CASTILLO.  E 

08615* 
DIAZ  EMPARANZA.  JM 

00399 
DIAZ  FERRON.  E 

03066 
DIAZ-RUBIO  GARCIA.  M 

03515   04382 
DIAZ.  AA 

05778 
DIAZ.  P 

01923 
DICK.  ET 

05961 

DICK.  G 

07350* 

DICK.  MC 

10812* 
DICKERSON.  JWT 

07363 
DICKINSON.  A 

00253 
DICKINSON.  AB 

08285* 
DICKINSON.  SJ 

04433   07588* 
DICKINSON.  WE 

05834 
OICKMAN.  RW 

04787 
DICKSON.  ER 

05650* 
DICKSON.  GH 

09980* 
DICKSON.  JA 

02016   04662 
DICKSON.  JAS 

01368* 
OIOICH.  VK 

09820 
OIDORENKO.  AO 

03697 
DIE  GOYANES.  A 

06040 
DIEBOLD.  J 

10579* 
DIEMER.  H 

02731 
DIENER.  CH 

10183 
OlERICKX.  M 

01404 
DIETER.  RA  JR. 

01425 
DIETERICH.  F 

09690 
DIETERLEN.  M 
05132 


DIETRICH.  LS 

05418 
DIETRICHSON.  O 
01577*  07916* 
DIETSCH.  R 

02642 
DIETSCHY.  JM 

02050*  04679   05288*  08616* 
OIETZ.  A 

03124* 
OIETZ.  AA 

06145* 
DIEVAL.  G 

05761 
OIEZ  GASCON.  A 

00431    05S38   09399 
DIFFENBAUGH,  WF 

06209* 
DIGAI.  IV 

06388 
DIGON.  E 

02565 
OIHLMANN.  W 

02960 
DIJKEN.  BG 

02952 
DIJKSTRA.  J 

07324* 
DIKHTENKO.  GI 
07134   07993 
OILAJ.  J 

071  38 
DILLENSCHNEIDER.  E 

06598 
DILLON.  A 

01397* 
DILLON,  ML 

0851  1 
DILLOW.  BM 

01285 
DILUISO.  G 

02057* 
DIMAGNO.  EP 

06925* 
OIMAKAKCS,  PB 

03944 
DIMANT.  01 

02406 
OlMABCO.  G 

03074 
DIMIC.  E 

02522 
DIMICK.  MK 

03673* 
DIMITRESCU.   I 

03526 
OIMITRIU.  C 

03978 
DIMITRIU.  CI 

02972 
DIMITRIU.  S 

09771 
DIMITROV.  P 

04339 
DIMITROV,  S 

04827 
DIMMETTE.  RM 

06532* 
OIMSON.  SB 

03227* 
OINBAR.  A 

03699*  04276*  09967* 
OINCOL.  K 

10561* 
DINES,  DE 

05914* 
DINGENDORF.  W 

04966* 
DINNER,  M 

06008 
OINNES.  MR 

09755 
DINNO,  F 

09068* 
OINNO,  M 

09068* 
DINOSO.  VP  JR. 

07040* 
DINTSMAN,  M 
02239   04141   04296   06741* 
06849   06850   06851    07744 
OICGUAROI,  N 
10043* 


DIONIGI,  R 

069S9* 
DIOT.  J 

07738   07763 
DIPLOCK.  AT 

07364 
DIPPON.  R 

03292 
OIRSCHMID.  K 

0162  9   09679 
DISALVO.  J 

09180* 
DISCHLER.  W 

00835 
DISHON.  T 

04259* 
DISSARO.  P 

02372 
DITATA.  D 

03296 
DITCHBURN.  RK 

06541  * 
DITORO.  R 

03662 
DIVE.  C 

03367 
DIVE.  CC 

05189 
DIWOK.  K 

04627*  06035* 
DIXIT.  N 

00255* 
DIXON.  GH 

02010 
OIXON.  J 

08183* 
DIXON.  JA 

00804   06252   06948* 
DIXON,  MF 

07038* 
OIXON.  SR 

07039* 
DIXON.  WJ 

02377 
DJAHANSOUZ.  B 

00988* 
DJANG.  E 

071  16 
DLIN.  BM 

07194 
DOANE.  WA 

06740* 
DOBBINS.  WO 

00859 
DOBBINS.  MO  111 

05457   07497 
OOBERNECK.  RC 

03630*  06072* 
DOBRESCU.  0 

00487   09381* 
DOBROVOLSKAIA.  SG 

10090 
OOBROVOLSKI  ,  BV 

07604 
OOBRZYNSKI.  L 
08845*  09772 
DOBSON.  EL 

02660* 
DOC  I .  K 

05801 
DOC  1  MO,  R 

09313   09390 
DOCKERTY,  MB 

01675*  03057* 
DODOS.  WJ 
00373   01695   06567*  06879 
07519   09240* 
DOOERO.  M 

03195 
DOOGE.  JA 

08394* 
DOENICKE.  A 

01041 
DOERING,  OH 

10029* 
DOGLIA.  M 

04359   07062 
DOHANICS.  S 

08407 
DOHERTY.  JE 

08389* 
DOI.  K 
08450 
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ODKERT.  E 

078S4 
DOKUSOVA.  OK 

07375 
OOLBEARE.     F 

00200* 
DOLEZELi  J 

08712 
DOUGOS.  SS 

08500 
DOLIDZE.  N6 

06723 
DDL  IN,  R 

0 1681* 
OOLINESCU.  C 

08351    1C29S 
OOLL.  R 

06616*  06692* 
DOLLE.  W 

0  4373   09687 
DOLLY.  JO 

01397* 
DOLUISIO.  JT 

07245* 
DOLZYCKI.  E 

02275 
DOMANSKI.  R 

07345* 
DOMART  OUDEA.  MC 

01535 
DOMAZET.  Z 

05630 
DOMBERNOVSKY.  P 

00760* 
DOMBROWSKI.  H 

08720 
DOMECO.  RB 

0  1536 
DOMELLOF,  L 

03756* 
DOMENECH.  A 

01705 
DOMINGO.  N 

03491* 
DOMOKGS.  L 

05093   08962 
DOMRES.  B 

04801 
OOMSCHKE.  W 

05581    06156 
DONADIO.  JA 

0  5344 
DONAHOO.  JS 

02369 
DONALDSON.  D 

01205*  01206* 
DONALDSON.  EM 

03462* 
DONALDSON.  GA 

00458* 
DONALDSON.  JR 

00551* 
DONALDSON.  JR.  RM 

03793* 
DONALDSON,  MH 

05024 
DONATH.  A 

00041*     08625 
DONATH.     G 

02600 
DONATH.  K 

03321    06303* 
DONATO.  A 

08970 
DONEV.  S 

08109 
DONIACH.  D 

07838* 
DONLON.  J 

04974* 
DONNAN.  SPB 

10327 
OONNER.  MW 

10138* 
DONOHOE.  J 

01408 
DONOSO.  F 

05039 
DONOVAN.  A J 

03681*  06070*  10026* 
DONOVAN.  TJ 

02559* 
OONSKGI.  AG 
02297 


DOODS.  MJ 

06744* 
DQOHEN.  DJ 

09716* 
OQONER.  HP 

02495* 
COPSLAFF.  H 

08321 
DORCHE.  J 

02152 
OORDAL.  E 

00612*  02S97 
DORE,  A 

04360 
DOHEAU.  JL 

00254 
DOREMIEUX.  J 

04959 
DOREY.  G 

02817*  09054* 
DORFMAN.  J 

07540* 
DORIS.  PJ 

10193 
DORKEN,  H 

06049 
DORLING.  PR 

08249* 
DORMANDY,  J 

06943 
DORN,  BC 

04412*  06452* 
DORNIER,  R 

09212* 
DOROFEEV,  AA 

05629 
DOROFEEVA,  RG 

07951 
DORRY,  KH 

09886 
DORRY,  KL 

08068 
DORSEY,  JM 

02636   03909* 
OORST,  JP 

06785 
OOHTA,  T 

07529 
DOS  REIS,  I  JR. 

06280 
DOS  SANTOS,  HA 

07953* 
DOSCHER,  C 

08552 
OOSCHERHCLMEN,  A 

08162* 
DOSS,  M 

01493*  C6966*  09684 
DOTEVALL.  G 
04917*  05501*  05929*  08730 
09472*  10296 
DOTTER.  CT 
02613*  03131*  04421*  07171 
10806* 
DOUBRAVSKY.  J 

06577 
OOUCOURE.  I 

10463 
DOUGLAS.  AP 

00548*  09498 
DOUGLAS.  JB 

05117 
DOUGLAS.  MC 

02848*  10329 
DOUGLASS.  HO  JR. 

02349*  02408* 
DOUILLARD.  R 

08  188   09995* 
OOUMA.  JH 

03682* 
OOUNCE.  AL 

07389 
DOUTRE.  LP 

06099   07885 
DOUVIN.  D 

04150 
DOVEY.  P 

08530* 
DOW.  D 

08661* 
DO WD.  JB 

03557   035S9 
DOWLING.  B 
10450   10467 


DOWLTNG.  RH 

ORZEWIECKI.  K 

06064*  08519* 

08628   10120* 

10752 

DOWNES.  GL 

DU  PLQOY.  M 

09631* 

07324* 

DOWNEY.  E 

DUB.  0 

07148* 

08967 

DOWN  IE.  HG 

DUBARRY.  JJ 

00771* 

06907 

OOY.  RW 

DUBEY.  KP 

06759 

10751 

DOYLE.  JS 

DUBEY.  PC 

09965 

05965 

DOYON.  D 

DUBIEL  BIGAJ.  M 

02161 

07800 

DOZOIS.  RR 

DUBIEL.  J 

00103   00538 

07268* 

00190 

ORACH.  GS 

OUBILIER.  LO 

06783 

09612* 

ORAGAN.  M 

DUBIN.  A 

01317 

06526* 

ORAGNEV,  D 

DU31NSKA1A.  NI 

1  0493 

07380 

DRAGOMIP.  D 

DUBOIS.  F 

02238 

04135   04865   10267* 

DRAGONCEA,  C 

DUBOIS.  J 

05795 

04251 

DRAGONE.  G 

DUBOIS.  RS 

02243 

02432*  02439* 

DRAGSTEDT,  LR 

DUBOUSSET.  AM 

02249*  06378* 

08169*  08482* 

10774 

10310 

DUBRASQUET.  M 

DRAGSTEDT.  LR  II 

04862*  06259*  09969* 

07606 

DUCHENE-MARULLAZ.  P 

DRAHOVSKY.  D 

00432* 

028SS* 

DUCHENES.  L 

DRAINER.  IK 

05019* 

08525* 

DUCHIER.  J 

ORAPANAS.  T 

02337 

03056*  04231 

08023 

DUCHON.  G 

ORASAR,  BS 

04&78*  05414* 

01415*  01456* 

05614 

DUCKETT.  J 

ORASH.  AL 

06214* 

00827 

DUCLERT.  N 

ORATWA,  M 

03331 

05942 

DUCLOS.  H 

DRAY.  S 

07127 

04607* 

DUCLOUX.  M 

DRAZ.  S 

02692 

03356   05271* 

05545* 

DUDEK.  W 

DRAZNIN.  N 

03394 

06942 

DUDLEY.  FJ 

DREES.  0 

06956*  10704 

09731* 

DUDLEY.  HAF 

OREILING.  DA 

00874   04020*  07650* 

010S3*  01162 

01175*  08739* 

DUDRICK.  SJ 

OREIZEN.  S 

04935   08941*  09179*  10116* 

0771 1* 

DUELLO.  TJ 

DRESCHER.  D 

08256 

02892*  03649* 

DUFFAU.  TG 

DRESSE.  A 

06356 

0S449* 

DUFFAUT.  M 

DRESSEL.  H 

00867   03443   09073* 

07854 

DUFFY.  GJ 

OREWES.  VM 

06188* 

04573* 

DUFFY.  JL 

OREYFUSS.  JR 

03778   04260* 

05667 

DUFFY.  MJ 

DRINKWATER.  JE 

01397* 

10327 

DUFOUR.  C 

DRISCOLL.  RW 

02815* 

00528 

DUHAMEL.  J 

OROGOVOZ.  SM 

03216* 

07867 

DUHART.  JE 

DROPPLEMAN.  DA 

01235   09669 

05503*  09990* 

OUICA.  C 

DROZDOVA.  GA 

04753 

10630 

DOJOVICH.  A 

DROZDZ.  H 

08694 

09784 

DUJOVNE.  CA 

DROZDZ.  M 

02933   03635* 

04482 

DUKE.  GE 

ORUGOVA.  B 

09946*  09947* 

10381 

DULAC.  0 

DRUM.  DE 

02193 

01116 

DULIZIBARIC-ORESKOVIC.  D 

DRUMMEY.  6D 

02522 

02896*  07453* 

OUMANIAN.  AV 

DRUNKENMOLLE. 

R 

04257* 

03726   09289* 

DUMAS.  R 

DRUTEL.  P 

02629 

04396 

OUHAZER.  R 

DRYBURGH,  JR 

03861 

04602*  07271* 

OUMITRASCU.  D 
00890   08577 

\ 


i 
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DUMITRIU.  N 

09777* 
DUMONT.  AE 

043S5*  07839*  08016*  08866* 
OUMONT.  JC 

05158* 
DUMONT,  JE 

10013* 
DUNBAR.  JS 

06904 
DUNCAN.  H 

06742* 
DUNCAN.  J 

0218S 
DUNDURE.  ED 

04440 
DUNE A.  G 

06195* 
DUNGY .  C 

05921* 
DUNN.  GD 

03075 
DUNN.  JP 

09868 
DUNN.  WL 

08086* 
OUNNIGAN.  J 

00266* 
OUNPHY.  JE 

00572*  01417*  04160   05864* 
DUPERRAT.  MB 

08723* 
DUPLIK.  ZK 

08026 
DUPONT.  A 

02269   09373 
DUPONT.  H 

01681* 
DUPONT.  HL 

02098*  0343C*  08983 
DUPREZ.  A 

061  10 
DUPUIS.  Y 

03651 
DUPUY,  P 

07505 
DUPUY .  R 

02213   03010 
DURAN.  M 

06260* 
OURANO.  H 

05750   07178 
DURASIEWICZ.  Z 

10299 
DURMANOVA.  NG 

09286 
OURNEV.  VS 

0  2297 
DUROTOYE.  AO 

02907* 
DURRANI.  HA 

09336 
DURST .  A 

04259* 
DUSZYNSKI,  DO 

01222   01223   06523* 
OUT.  W 

05268* 
DUTHIE.  HL 
01352*  02756*  02757*  03120* 
08660*  09957*  10329 
DUTHOIT.  0 

08894 
DUTT.  B 

0  4612 
OUTTA.  JK 

01748 
DUTTO,  PH 

09271 
DUTU.  A 

01476 
OUTZ.  H 

00503*  03591   07708* 
DUVAL.  C 

03299 
DUX.  A 
07526 
DUYCK.  EM 

07691 
DVCRACKOVA.   I 

02486 
OVORSKY.  A 
04804 


OWIGHT.  RW 

02348* 
DWORKEN.  HJ 

06020* 
DYACZYNSKA.  A 

08924 
OYBAN.  PA 

00030 
DYBICKI.  J 

08384   10179   10796 
DYCHALA.  J 

09316 
DYCK.  WP 

00034*  01947   01961*  02620* 

02823* 
DYER.  GA 

00846 
DYER.  GY 

10617 
DYER.  N 

08722* 
DYER.  NH 

04967*  09482* 
DYK.  T 

08384 
DYMOCK.  IW 

10575* 
DZ'UBKO.  NI 

09146 
DZHEDZHELAVA.  NS 

03772 
DZHUMABAEVA.  DB 

08396 
DZIADIW.  R 

04818 
DZIUK.  HE 

09946*  09947* 
DZOLJIC.  M 

00114 
DZURIKCVA.  V 

07969   10136* 

EAOE.  MN 

03229*  04069* 
EARLAM.  RJ 

00491    04023* 
EARLE.  E 

09585* 
EARLE.  FR 

00188 
EARLEY.  LE 

07247* 
EASLEY.  GV» 

03467 
EASTHAM.  WN 

10018* 
EASTWOOD.  HDH 

05175 
EASTWOOD.  MA 

00768* 
EATON.  SB  JR. 

06052*  06972*  09794* 
EBBE-NIELSEN.  P 

02964 
EBERHA6EN,  O 

01413 
EBERHARDT,  G 

07094* 
EBERHARDT,  P 

01102 
EBERLE.  J 

05252 
EBERT.  PA 

10331* 
EBERTS,  JP 

03567   06802 
EBONG.  WW 

10486 
ECCHER.  C 

03765 
ECHAVE  LLANOS.  JM 

01090*  01095   03741* 
ECHEVERRI.  L 

04999 
ECHEVERRI A  ALVAREZ.  E 

06871 
ECHEVERRIA.  R 

04513 
ECKART.  J 

08409   08410 
ECKELBERG.  ME 

00331 
ECKER.  JA 

06758 


ECKERLING.  B 

06851 
ECKERT.  H 

00018*  04521 
ECKHART.  KL  JR. 

06210* 
eCKLEBE.  6 

00426 
ECKMANN.  L 

06703 
ECOIFFIER.  J 

05897 
ECONOMOU.  G 

02763* 
ECONOMU.  V 

02979 
ECTORS.  P 

03130*  05166 
ECTORS. P 

04604* 
EDDIE.  DS 

02783* 
EDOLESTON,  ALWF 

03344*  03631* 
EDDY.  RL 

02268* 
EDDY.  WM 

10739* 
EOELSTEIN.  D 

07032 
EDELSTEIN.  MM 

08529* 
EDELSTONE.  DI 

08247* 
EDER.  HA 

06459* 
EDER,  M 

03103   04716   05829*  06642 
EDGINGTON.  TS 

07054* 
EDLICH.  RF 

01505   02215*  02788* 
EOLUND.  A 

10680* 
EDMAR.  D 

03612 
EDMONDS.  CJ 

00069   00086   00122    00624 

03641*  03653 
EOMONOSON.  HT 

01609* 
EDMUNDS.  R 

04413* 
EDWARDS.  A 

00036* 
EDWARDS.  BG 

05434* 
EDWARDS.  DAW 

05688   05988   08136* 
EDWARDS.  HM  JR. 

07250* 
EDWARDS.  JC 

07793* 
EDWARDS. JR.  HM 

03636* 
EFFLER.  DB 

04724* 
EFFMAN.  EL 

10585* 
EFFMANN.  EL 

10393* 
EFIMISHIN.  NS 

06203 
EGBERS.  HJ 

031 18* 
EGDAHL.  RH 

04412*  06452*  08219* 
EGELRUD.  T 

06341* 
EGGELING.  B 

10712 
EGGENTON.  J 

05439* 
EGGER.  G 
03243   05057   09504   09841* 
10492 
EGGERMONT.  E 

04031    10404* 
EGGERT.  RC 

02561* 
EGLESTON.  TA 

09241* 
EGOROV.  NI 
09355 


EGQROVA.  EK 

02113 
EGRY.  G 

09876 
EHINGER.  B 

09091* 
EHLER.  E 

00879 
EHLEBT.  CP 

1031  1 
EHRENPREIS.  S 

04678* 
EHRENPREIS,  T 

03287*  09526* 
EHRHART.  JC 

00019* 
EHRKE.  D 

01530 
EHRLEIN.     HJ 

07277 
EHRLICH,     A 

10339* 
bICHELBAUM.     M 

09102* 
elCHHQRN,     RD 

03221* 
fclOELMAN,     FM 

09405 
EIDELMAN.     S 

00513 
EIOINOV,     VS 

06796 
EIGENBRODT,     EH 

05221* 
EIGLER,     FW 

04  055 
EIJGELAAR,  A 

09264 
EIN,  SH 

04207*  05906 
EISALO,  A 

07050* 
EISEMAN.  B 

00566*  02429*  08826*  09978* 

10591* 
EISEMAN,  E 

05862* 
EISENBERG.  MM 

01935*  05486* 
EISENBERG,  S» 

05966   05970   07729* 
EISENBETH.  R 

10761* 
EISENBURG,  J 

02655   04665   05264*  06175 

06181   06233 
EISENFELD,  AJ 

03454* 
EISENMAN,  P 

05303 
EISENSTEIN,  R 

01652* 
EISINGER,  G 

06028   10507 
EISNER,  M 

02761*  03244   07263* 
EKELUNO,  P 

03353*  04266*  06313* 
EKHOLM.  R 

00707* 
EKISENINA.  NI 

00887 
EKMAN.  CA 

10616 
EL  DOMEIRI.  AA 

02452 
EL  GHOLMY.  A 

02669 
EL  GUINDI.  A 

08068 
EL  KHANAGRY.  HA 

09661 
EL  LUBANI .  H 

03145 
EL  NAGGAR .  A 

10642 
EL  SAYEO.  M 

09661 
EL  SHAFIE.  M 

04739   05905   07539* 
ELAGINA.  LV 

03806 
ELBERT.  O 

03303 
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ELBIM.  A 

02678 
ELDJARN,  L 

10158* 
ELEWAUT.  A 

08705 
ELEY.  KG 

02779 
ELGJO.  K 

07141 
EL  I  AK  I M  .  H 

06069* 
ELIAS.  EG 

08286* 
ELIASTAM,  M 

09717* 
ELIFANI.  G 

07060   07940 
EL  I S  .  J 
09936* 
ELKIN.  A 

01802* 
ELKlNDt  MM 

00028 
ELKINGTON.  SG 

01607* 
ELLEFSON.  RE 

01494* 
ELLENBOGEN.  L 

0551  1 
EULER.  JL 

01280 
ELLING.  P 

01577*  07916*  10568* 
ELLIOTT.  DW 

02580* 
ELLIOTT.  GB 

01420* 
ELLIOTT.  HL 

01161* 
ELLIOTT.  J 

0  821  6* 
ELLIOTT.  JA 

02520 
ELLIOTT.  KA 

01420* 
ELLIOTT.  S 

05608* 
ELLIOTT,  WH 

01070*  08240* 
ELLIS  BROWN.  RS 

09262 
ELLIS.  CMC 

00580 
ELLIS,  DS 

07161 
ELLIS,  FH 

00380 
ELLIS.  FH  JR. 
02768   03015   03020   04733* 
04747 
ELLIS,  H 

07587*  07769   08015* 
ELLIS.  JH 

00895 
ELLISON.  EH 

04608* 
ELLISON,  LH 

02559* 
ELLORY.  JC 

07455 
ELMER.  M 

09052* 
ELMSLIE.     RG 

00663*  03779 
ELODI.  P 

01943 
ELORDUY.     J 

00694 
ELOVSON.  J 

01999 
ELSAS,  LJ 

09659 
ELSEROUGl,  MS 

03727 
ELSTER,  K 
00292   00298   03087   04640 
05817   0761E*  08416   08466 
10316 
ELTAHIR,  K 

09690 

ELY.  JW 

09805* 


EMAS.  S  • 

01346*  06406*  09981*  09989* 
EMELIANOV.  SS 

08346 
EMERMAN.  S 

00225 
EMERSON.  EB  JR. 

08355 
EMERY.  JL 

00005*  05723* 
EMiLlA  SILVESTRE.  M 

00423 
EMMANUEL.  JH 

03045* 
EMMERY.  L 

04031 
EMOND.  M 

10516 
EMONS.  O 

07457   08633 
EMONS.  e 

01 171* 
EMOTO.  M 

06662 
ENDER.  LA 

07868   10630 
ENDERLIN.  F 

08033 
ENDO.  M 

01622*     07553 
ENDOH.     M 

06377* 
ENEA.     PE 

10320 
ENERBACK,  L 

01848   C2107* 
ENEBOTH.  CM 

04457* 
ENESCU.  N 

04202 

ENGE.  I 

07899* 

ENGEL.  A 

08609 
ENGEL.  C 

10410* 
ENGEL.  RH 

05511 
ENGEL.  RR 

05613 
ENGEL,  W 

07778   08036 
ENGELHARDT,  D 

04665 
ENGELHARDT,  NV 

05174 
ENGELHART,  G 

05668 
ENGELHART.  GJ 
02924   09605 
ENGLERT.  E  JR. 
01207*  06948* 
ENGLHARDT.  A 

09006 
ENGSTEDT,  R 

04208* 
ENK,  B 
10703 
ENKE.  H 

01537   07096 
ENKER.  WE 

05948* 
ENQUIST,  IF 

04918* 
ENRICO.  JF 

00699* 
ENRIOUEZ.  L 

03388   04382 
ENSRUO.  ER 

04593* 
ENWONMU.  CO 

07031 
EPSHTEIN,  EE 

10289 
EPSTEIN,  JA 

08194 
ERAKLIS,  AJ 

06214* 
ERAMISHANTSE V,  AK 

04792 
ERAS.  P 

00452*     02434* 
ERB.     W 
10560* 


EROEM,  S 

10561* 
EROMANN,  C 

04545* 
EROODY,  P 

06326 
ERICKSON,  EE 

04949 
ERICSSON,  JLE 

0971 1* 
ERIKSON,  U 

00617 
ERIKSSON,  H 

02862*  04554 
ERLANDSON,  RA 

09300* 
ERLE.  G 

01546 
ERLIK,  D 

02250*  02623 
ERLINGER.  S 

01077*  01145   06496   06520 
ERMANS.  AM 

03842 
ERMICH.  S 

01528 
ERMOLOV,  AS 

0961  1 
ERNST,  B 

091  00 
ERNST,  CB 

10439* 
ERSHOV.  lA 

10624 
ERSHOV,  JA 

10594 
ERTAN,  A 

07473* 
ERTEL.  IJ 

06493 
ERTL.  N 
10025* 
ERTUGRUL.  T 

04223 
ERVE.  PR 

05555* 
ESCALA.  C 

02946 
ESCARTIN  MARIN,  P 

03095   10745 
ESCH.  W 

03314 
ESCHAPASSE.  H 

00374 
ESCHBACH.  H 

04855* 
ESCHER.  J 

04383 
ESCHWEY.  H 

06883 
ESCUDE  CASALS.  « 

071  17 
ESPINASSE,  P 

029  86 
ESPINASSOUZE,  G 

05060 
ESPINER,  H 

07482* 
ESPINOSA,  H 

08007 
ESPMARK,  A 

04342* 
ESPOSITO,  G 

00939*  00960   04532*  05462 
eSPOSITO,  fi 

08882 
ESPOSITO.  S 

00521   03094 
ESSELSTYN,  CD 

07156* 
ESSENFELD-YAHR,  E 

02356* 
ESSIET,  G 

05773* 
ESSMAN,  SG 

07625* 
ESSMAN,  WB 

0762S* 
ESTANOVE,  S 

10726* 
ESTELLA,  F 

00823 
ESTERLY,  JR 
05883 


ESTES,  LW 

05213* 
EST  IMA  MARTINS,  AM 

04233 
ESTLER.  CJ 

04666 
ESTRADA.  OS 

07360 
ESTRAOER.  MF 

07592 
ESTRICH.  DL 

10050* 
ESTRIN.  J 

07975* 
ESYREV.  OV 

01899 
ETALA.  E 

10418 
ETHER INGTON,  DJ 

02793* 
ETIENNE.  JP 

05703   05750   05897 
ETIENNE.  P 

03177 

ETO,  K 

07015 

ETO,  S 

05677        10148 
ETTE,     M 

01539 
ETTIN6ER.  A 

0662  0* 
ETZLER.  ME 

01045 
EUGSTER.  CH 

02678 
EVANS,  DB 

07425   1 0825 
EVANS,  DC 

00131*  01020* 
EVANS,  DM 

01351* 
EVANS,  EM 

10126* 
EVANS.  FC 

02677 
EVANS.  H 

07641*  09811 
EVANS.  J 

00801 
EVANS.  JA 

05712   06062   07111* 
EVANS.  J6 

024  04* 
EVANS,  N 

07709* 
EVANS.  WE 

00873 
EVANSON.  OA 

09947* 
EVARTS.  CM 

00591   04945 
EVENS,  RG 

04557 
EVERED,  DF 

06344*  06486 
eVERKE,  H 

06977 
EVERT,  G 

04850* 
EVTJUCHIN,  AP 

01733 
EWEN,  SWB 

03182* 
EWERS,  DO 

03868* 
EWY,  GA 
00738* 
EXT ON,   JH 

10024* 
EYHEREMENDY.  E 

02088 
EYQUEM,  A 

01598   02530   10220 
EYSKENS.  E 

05587 

EZE.  LC 

07477* 

EZERIETIS,  ET 

06602 

FABER,  EG 
05324 
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FABIAN,  E 

FALLER.  J 

FAURE,  J 

10079 

06119 

09681 

FABIAN.  J 

FALLON,  HJ 

FAUSA,  0 

01387 

02494*  07337* 

04073   07697* 

09503 

FABIANI.  F 

FALSETTI.  OF 

FAUST,  RG 

00329 

01427 

00053*  01164 

FABIANOVA.  J 

FALVEY.  AK 

FAUVERT,  R 

10079 

02014 

01077*  0S227* 

06114 

FABRE,  S 

FANI,  C 

FAVALORO,  RG 

05265* 

00414 

04724* 

FABRIS.  F 

FANSKA,  R 

FAVARA,  BE 

08946 

00794 

08591 

FACEY,  FL 

FANTERI,  E 

FAVARGER,  P 

06070* 

03071 

01125   02000 

05423 

FAOOA,  B 

FARAGLIA,  V 

FAVARO,  L 

02654 

07890 

05706 

FADEEV,  NP 

FARBER,  E 

FAVERDIN,  C 

01733 

02057*  03406*  03745*  05213* 

09047 

FAELLl.  A 

FARBER,  NA 

FAVIA,  G 

00939*  00960   04532*  09941      08851 

02381 

FAGAN.  JF 

FARELLO,  G 

FAVIER.  MP 

01504 

05521 

03659 

FAGARASANU.  M 

FARELLC,  GA 

FAVRE.M 

02493*  07865 

03162 

04150 

FAGERBERG,  S 

FARGAS.  E 

FAWAZ,  KA 

00617   02266* 

10656 

10225 

FAGERHOL,  MK 

FARGEAS,  MJ 

FAWCETT,  AN 

07943 

08139* 

08197* 

FAGIN,  RR 

FARHA,  GJ 

FAWWAZ,  RA 

00679   01676* 

00413 

01552 

FAGIOLI,  C 

FARHA,  SJ 

FAYS,  J 

03334 

10183 

05686   05822* 

06095 

FAGIOLO.  U 

FARINA, -GP 

09043   09212* 

10445 

01547   07092* 

02243 

FAZAKAS,  V 

FAGO.  FJ 

FARINI,  R 

05366 

09377* 

01547 

FAZEKAS,  I 

FAGOLA,  M 

FARIS.  TO 

08494 

05690   05698   08735 

08826* 

FAZEKAS,  IG 

FAGONDE.  B 

FARISSE,  J 

08839 

04240* 

00913 

FAZEL,  I 

FAGUNDES.  B 

FARKAS,  I 

01252 

04148 

00646 

FEAVER,  B 

FAHIMI.  HD 

FARKOUH,  EF 

02997* 

08081* 

07850 

FEBLES  VIZCARRONCO,  F 

FAHRLANDER.  H 

FARMAN,  J 

05619*  08403 

08605*  10449 

10393* 

FEBLES,  E 

FAHRNEY.  C 

FARMER,  OA 

09189* 

02917* 

00469 

FEBRUARY,  AW 

FAIBIS.  A 

FARMER,  M 

02399* 

05474   09040 

03460* 

FEDAK,  S 

FAILES,  DG 

FARMER.  RG 

08542 

07767 

00591    00692   06023*  06917* 

FEDECZKO,  D 

FAILLON.  JM 

09685 

06778 

06091 

FARNAN.  T 

FEDELI,  e 

FAIN.  SN 

00651* 

000S6* 

04171    C5050 

FAROCKl.  MA 

FEDER,  J 

FAIN.  WR 

08981 

00089* 

00615 

FARRAR.  JT 

FEDINEC,  AV 

FAIRBAIRN.  AS 

00117   03459*  03744* 

08500    10851 

06692* 

FARRELL,  R 

FEDOROFF,  S 

FAITELBERG  BLANK.  VR 

09638* 

03642* 

06360 

FARRER,  SM 

FEDOTKIN.  DV 

FAITELBERG.  RO 

06068* 

07796 

00080   07257 

FARRIAUX,  JP 

FEDOTOVA,  10 

FAITHFULL.  GR 

06380 

09235 

07120 

FASANO,  VA 

FEOOU,  R 

FAIVRE.  J 

07279 

07230   06207 

00605   06907 

FASSATl,  M 

FEDUSKA,  NJ 

FAKOUHI.  T 

02141    07083 

05098* 

03591 

FASSATl,  P 

FEEZOR,  MD 

FAKTOR,  VM 

02141    07063 

01 173* 

05431    10089 

FASS6ENDER,  CW 

FEGIZ.  G 

FALAIYE,  JM 

03033 

02666 

09486 

FAST,  DL 

FEIFEL,  G 

FALCHUK.  ZM 

05309 

01041 

00550* 

FASTH,  S 

FEI6ELS0N,  J 

FALCI.  F 

09037*  C9041 

0C626* 

03378 

FATILA.   I 

FEIGELSON,  P 

FALCK,  B 

01476 

01085* 

09091* 

FATTAH,  SA 

FEIGIN,  GA 

FALCONER,  CM 

08944 

07544 

03132* 

FAUCHET.  MR 
01745 

FEIN,  HD 

FALCONER.  HA 

0501 0* 

0  1143 

FAUDEMAY,  F 

FEINENDEGEN,  LE 

FALCONl,  L 

06364 

00006*  01628 

07347* 

00618 

FAULCONEK,  HT 

FEKETE,  F 

FALEK,  A 

08650* 

03031   09667 

09797* 

02427* 

FAULHABER,  JD 

FEKETE,  T 

FALILEEV,  IV 

05095* 

02142   03526 

02293 

FAULK,  WF 

FELBERG,  B 

FALL,  DJ 

01417*  01418*  02219* 

10756 

03848 

FAURBY,  V 

FELCE,  S 

FALLAHNEJAD.  M 

04330* 

02804 

03036 

FELDIOREANU,     T 

10623 
FELDMAN,     B 

10672* 
FELDMAN,     H 

04  845* 
FELDMAN,     SE 

03673* 
FELOMANN,     D 

06213* 
FELOMANN,     G 

01535 
FELDSTEIN,     C 

09669 
FELDSTEIN,    CA 

01235 
FELDT-HASMUSSEN.     K 

07651* 
FELES,     N 

04454 
F  EL  I G  ,     P 

01105   01576* 
FELIX,  H 

04846* 
FELIX,  WR 

10725* 
FELKEL,     * 

09679 
F  EL  KL  ,     O 

03429 
FELLER.  00 

05543* 
FELLER.  EJ 

02604* 
FELLER.  RP 

00124 
FELLNER.  K 

10282* 
FELLOWS.  KE 

04782 
FELSHER,  BF 

00717 
FENG.  LY 

04631* 
FENG.  YS 

04275* 
FENCER.  HJ 

00259*  01340*  03757*  04418* 

10284* 
FENNA.  O 

07431 
FENNER.  A 

07529 
FENNESSY,  JJ 

01637 
FENSTER,  LF 

03407* 
FENTON,  F 

08531* 
FERARU,  F 

10340* 
FEROINANDUS.  JA 

03759* 
FERGUSON,  A 

00549*  00904*  04615   10336* 
FERGUSON,  BR 

09445 
FERGUSON,  CC 

00370 
FERGUSON.  CF 

04765 
FERGUSON,  DJ 

02703* 
FERGUSON,  HL 

03503 
FERGUSON,  JA 

03220*  08650* 
FERGUSON,  WW 

05525*  08210   10006* 
FERN,  EB 

02691* 
FERNANDES  PONTES,  J 

07184   07616 
FERNANDES  RAMOS.  S 

06647 
FERNANDES,  J 

02102*  08760* 
FERNANDEZ  CABAL.  C 

04139 
FERNANDEZ  CORUGEDO.  4 

10745 
FERNANDEZ  CRUZ.  A 

01627 
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FERNANDEZ  GONZALEZ.  E 

00853   C1703 
FERNANDEZ  IBANEZ,  A 

03072 
FERNANDEZ  NOGUES.  F 

00757 
FERNANDEZ-CRUZ.  L 

00685   06226 
FERNANDEZ.  A 

10737* 
FERNANDEZ.  D 

00634   00783 
FERNANDEZ.  JP 

00738* 
FERNANDEZ.  O 

09935* 
FERNANDEZ.  R 

01575* 
FERNANDEZ.  RC 

10037* 
FERNER.  H 

00907* 
FEROLDI.  J 

06429   0961?*  10611    10657 
FEROLLA.  G 

01289 
FERON,  VJ 

10826 
FERRACIN.  GS 

01546 
FERRACINI.  R 

03079   03080 
FERRAGUT.  A 

07963 
FERRAND.  B 

09236 
FERRANDO  CUCARELLA,  J 

03522 
FERRANDO  CURCARELLA.  J 

00819 
FERRANDO.  T 

06162* 
FERRANTE.  G 

04920 
FERRANTE.  L 

06968* 
FERRANTE.  WA 

06073* 
FERRARA.  A 

0  3751*  04576* 
FERRARESE.  S 

10553* 
FERRARI 

03512 
FERRARI.  G 

01856   01857   02750 
FERRARIO.  G 

1  0748 
FERRARIO.  MG 

07764 
FERRARO.  F 

1021  1 
FERRARO.  O 

1021  1 
FERRAZ  DE  CARVALHO.  CA 

00901*  03606*  0S426 
FERREIRA  MONTERO.  V 

03135   03916   04821 
FERREIRA.  CS 

03378 
FERREIRA.  J 

01618 
FERREIRA.  JA 

00408   00606 
FERREIRA.  MN 

0  3792*  08582 
FERREIRA,  SH 

06389 
FERRER.  JM 

01338* 
FERRER.  R 

03388 
FERRERO.  S 

06767 
FERRI.  O 

05692 
FERRIER.  JP 

00620 
FERRIS.  AA 

02515* 
FERRIS.  00 

04904 
FERRIS.  PJ 
01480 


03307   10540 


02446*  06220*  08221* 


C3763 
ES 


07419 


05869 


05214* 


ej 


FERRUCCI.  JR.  JT 

03855 
FERRUCCI .  JT  JR. 

06639   09794* 
FERRY.  C 

06138 
FERRY.  GC 

05928* 
FERSTL.  M 

10799 
FESSEL.  JM 

05269* 
FETTERMAN,  GH 

09441 
FEUERSTEIN.  M 

10410* 
FEUGIER.  P 

08593 
FEUILLU,  J 

03177 
FEURLE.  G 

10809* 
FEUSTEL.  P 

06303* 
FEVEJLE  LEEGAARD.  0 

10869 

FEVERY, 

01137 

10715* 

FEX.  G 

01  152 

FIALA, 

07419 

FIALA. 

02466 

FIASSE 

05868 

FICA.  B 

06206 
FICA.  V 

07858 
FICARRA. 

02095* 
FICARRA. 

00785 
FICHELLE.  J 

04769* 
FICHERA.  G 

00484 
FICHOU.  P 

0  8894 
FICHTELIUS.  KE 

06497 
FICINI.  R 

04056 
FIDGE.  NH 

03758* 
FIOLER.  JP 

06959* 
FIEBER.  SS 

05314 
FIEDLER.  F 

08204* 
FIEDLER.  HH 

07988 
FIEHRING.  C 

04993 
FIELD.  AM 

05247   07919* 
FIELD.  ES 

05299 
FIELD.  M 

02736*  04672*  07241* 
FIELD.  RJ  JR. 

00786 
FIELDING.  JF 
00455*  00539*  02320* 
02323   04568*  09475 
FIENGOLD.  ML 

02562* 
FIERRO.  FJ 

01615 
FIEVE.  G 

10184 
FIEVEZ.  C 

09516* 
FIEVEZ.  M 

09516* 
FIGARELLA.  C 

01057*  02822*  04240* 
FIGIEL.  LS 

08700   09553 
FIGIEL.  SJ 
08700   09553 


FIGUBIREDO  PENTEADO.  J 

09338 
FIGUEROA.  E 

03719   09070* 
FIGUEROA,  EO 

00381 
FIGUEROA.  PR 

10440* 
FIGUEROA,  RB 

08618* 
FIGUS.  A I 

09374   10848 
FIGUS.  lA 

10223 
FIKRY.  ME 

08068 
FILER.  V 

02533   04362 
FILER.  LJ 

09915* 
FILIMON,  C 

06862 
FILIMONCV,  GP 

02951   05135   06930   09907 
FILIMONOVA.  GF 

02866 
FILIMONOVA,  RG 

06059 
FILIPE,  MI 

03272 
FI LIPEK-WENOER,  H 

06423* 
FILIPESCU,  C 

05304 
FILIPOVA,  J 

10656 
FILIPPINI  .  L 

00690   04222 
FILIPPKIN.  MA 

08325 
FILIPPOV.  EV 

03066 
FILIPSON.  M 

03495* 
FILKINS.  JP 

05583 
FILKOVA,  EM 

10621 
FILLY.  RA 

00681 
FILOGAMO,  G 

00025   00938 
FILOSA,  E 

07938 
FILSY.  J 

08211 
FINARDI.  G 

02583 
FINBY.  N 

04413*  06274 
FINCKH,  ES 

01299* 
FINCO.  B 

02487 
FINDLAY,  JM 

1  0496 
FINDOR,  JA 

0  1536 
F  I  NE .  J 
02085* 
FINEGOLD.  SM 
00537   02072 
08112*   FINK.  RL 
03498 
FINK.  T 
05284 
02321*   FINKELSTEIN.  RA 

00061*  07149*  10845 
FINLAYSON.  NB 

04148 
FINLAYSON.  NDC 

0159  0   01612 
FINLEY.  RK  JR. 

01252 
FINN.  R 

05228 
FINOGENOVA,  lA 

02293 
FINTELMANN.  V 
05528*    06155 

FINZI.  B 

03068   08490 
FIORENTINI.  P 
09745 


FIORETTI,  GP 

01875 
FIORILLO,  AM 

08861 
FIRICA,  T 

02598   03524   06229 
FIHKOVICH,  AS 

02603 
FIROR.  HV 

05360 
FIRSOV.  EF 

05672 
FIRSOVA,  PP 

01220   08425 
FIRSOVA.  RA 

08724 
FIRT,  P 

09417 
FISCHEL.  RE 

02885 
FISCHELOVITCH,  J 

06648 
FISCHER.  A 

00238*  08211 
FISCHER.  E 

01148   03647*  03760* 
FISCHER.  F 

04496 
FISCHER.  HW 

06534* 
FISCHER.  J 

07620* 
FISCHER.  JE 
01502   03454*  04652*  09646* 
10335* 


04003  04748 
068  08  06922 
09532 


Q4S07*  05420 


FISCHER.  L 
03117   03964 
04890   06660 
07770   07766 
FISCHER.  LJ 

00955* 
FISCHER.  PWF 

06492 
FISCHER.  R 

02927   04843 
FISCHERMAN,  K 

04779* 
FISCHERMANN.  t 

08289* 
FISER.  B 

09846* 
FISH.  EB 

07591 
FISHBEIN. 

05152* 

FISHER. 

00024 

09408 

FISHER. 

01120 
FISHER, 
00009* 
FISHER, 
10582* 
FISHER. 

01968*  03752* 
FISHMAN.  WH 

07387   07530 
FISHZON-RYSS. 

00299 
FITTS.  JJ 

07346* 
FITZGA.  H 

10062* 
FITZGERALD-FINCH.  OP 

00319 
FITZGERALD. 

09922* 
FITZGERALD. 

09007 
FITZGERALD. 

05659* 
FITZGERALD,  O 

05659* 
FITZGERALD,  PJ 
01820   02816*  04629*  04630* 
10002* 
FITZGERLAD.  MX 

05659* 
FIXA.  B 

02089 
FJELO.  NB 
09973*  09998 


JF 


AA 
02810 


DB 


ER 


LM 


MM 


YI 


JF 


MJT 


MX 
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FLAKS.  B 

0  4516 
FLANZY.  J 

09028* 
FLATMARK,  AL 

02401* 
FLECHON.  JE 

0  3654   03655 
FLEISCHER.  B 

00020* 
FLEISCHER.  K 

01632 
FLEISCHER.  MR 

04305 
FLEISCHER.  S 

00020* 
FLEISCHHAUER.  J 

07532 
FLEISCHLI.  DJ 

08830* 
FLEISCHMAN,  AI 

02003 
FLEISCHNER,  FG 

00571* 
FLEISCHNER.  G 

00226 
FLEMING.  JA 

03125* 
FLEMING.  RJ 

01269 
FLEMSTROM.  G 

01014*  04541* 
FLESHLER.  B 

02729 
FLETCHER.  J 

10083 
FLETCHER.  WS 

05172    10512* 
FLEX.  G 

02625 
FLINT.  FB 

02360 
FLINT.  FJ 

0  044  1* 
FUOCH.  MH 

0  1679*  01680*  05608* 
FLOOUET,  J 

06120 
FLOREA  PANAIT,  N 

03477 
FLORES  IZOUIERDO.  G 

02928 
FLORES  OLLOQUI .  F 

04285 
FLORES.  H 

01657* 
FLORES.  MR 

09451 
FLORES.  R 

04224 
FLORKIEWICZ.  H 
00485   03724 
09081 
FLOWER.  RJ 

01958* 
FLOYD.  RD 

03208*  06866 
FLUTE.  PT 

05161 
FODOR.  I 

09618* 
FODOR.  O 
00734   00890   01306 
03121*  04381   06276 
07084*  08577 
FOGELMAN.  MJ 

01727 
FOGELSON.  FS 

02345* 
FOGLE.  HW 

07551 
FOGLIATTO.  J 

07616 
FOJT,  E 

02039 
FOKINA.  AA 

03692 
FOKINA.  TV 

08783 
FOLEY,  FO 

0  0461* 

FOLEY  .  K 

06350* 


03729   07298 


01342* 
06432* 


07715 


FOLEY.  KE 

09930* 
FOLEY.  TM  JR. 

08393* 
FOLEY.  KJ 

02400*  05974   08829* 
FOLI.  AK 

09738 
FOLK,  FA 

05083 
FOLKMAN.  J 

04782 
FOl,TANSKA.  H 

05940 
FOMIN.  PO 

09287 
FOMINA.  LS 

01062 
FOMON.  J 

09915* 
FONBERG.  E 

00984* 
FONE.  DJ 

01647* 
FONKALSRUD.  EW 
01639   03356   04276*  05271* 
05545*  05867 
FONSECA.  EH 

01087* 
FONT  PASCUAL.  J 

00589 

FONT.  R 

07825* 

FONT,  RG 

07521    09808* 
FONTAINE,  J 

02775 
FONTAINE,  JL 

02932   06557 
FONTAINE,  R 

02932   06557 
FONTAINE.  Y 

03376 
FONTANA.  C 

01289 
FONTANA.  G 

02468    10708 
FONTANVI.  S 

04797 
FOONG.  WC 

09445 
FOOTE.  FW  JR. 

02452 
FORD.  EJH 

01557* 
FORD.  JJ  JR. 

08248* 
FORDTRAN.  JS 

00061*  05458 
FORELL.  MM 

04621* 
FOREMAN.  JF 

10162* 
FOREMNY.  Z 

10374 
FOREST lER.  M 

07305* 
FORGACS.  S 

02116 
FORKER.  EL 

01  134 
FORMAL.  S 

01681* 
FORMAL.  SB 

04210*  04211*  04212*  08983 
FORMAN.  DW 

08045 
FORMEJSTER.  I 
09462    10784 
FORMENTIN.  PA 

06231 
FORMIGGINI.  E 

08226* 
FORNARA.  P 

06275 
FORNARI.  G 

08104 
FORRER.  JCW 

00261* 
FORREST.  APM 

07584*  10265 
FORREST.  GL 
09680 


FORSCHNER.  W 

09231 
FORSSMANN.  WG 

0  7464 
FORSTNER,  GG 

02893* 
FORTE.  JG 
00172   00918   02796*  03721 
08078*  08083* 
FORTE.  T 

08078* 
FORTE.  TM 

00918 
FOPTEZA  VILA.  J 

08096 
FORTH.  W 

06338 
FORTIER  BEAULIEU.  M 

04045 
FORTIN.  P 

08797 
FQRTNER.  JG 
01484*  01975*  03631*  06309* 
07664   08077* 
FOSSATI.  C 

05400 
FOSSATI.  P 

02279 
FOSSEY.  J 

01456* 
FOSSION.  E 

055  87 
FOSTER.  JH 

02559*  03347*  08762* 
FOSTER.  MA 

10084 
FOSTER.  RP 

06553 
FOTHERINGHAM.  BJ 

04803 
FOTI  .  V 

060  14 
FOTTRELL,  PF 

01397*  04974* 
FOUET.  B 

08514 
FOUET.  P 

07599 
FOULDS.  DM 

02124 
FOURNER.  AM 

07498 
FOURNET.  JP 

04087* 
FOORNIER.  A 

03651 
FOURNIER.  E 

02022 
FOURNIER.  P 

03651 
FOUTS.     JR 

06447* 
FOWLER.  EH 

02074 
FOWLER.  R 

09867 
FOX.  JAE 

09243* 
FOX.  PR 

01243 

FOX.  PS 

09116* 

FOX.  RA 

02525   05225*  06956*  10704 
FOX.  S 
06382 
FRABLE.  WJ 

03316 
FRADERA.  J 

02336*  07712* 
FRAGOSO.  A 

09189* 
FRAHM.  CJ 

04257* 
FRAISSE.  A 

07592 
FRAME.  B 

06742* 
FRANCAVILLA.  A 

0822  5* 
FRANCHE.  M 

04368 
FRANCHI .  F 
02983 


FRANCHI.  M 

05355 
FRANCHI  NI  .   A 

06869 
FRANCILLON,  J 
03595   09556 
FRANCIS.  CM 

08390* 
FRANCIS.  FE 

04458* 
FRANCIS.  RD 

02151 
FRANCIS.  Tl 

07202    10861 
FRANCO  VAZQUEZ.  R 

00378 
FRANCO.  T 

09274 
FRANCOIS.  M 

08534 
FRANK,  BW 

10721 
FRANK,  CJ 

00870 
FRANK.  KH 

07069 
FRANK.  M 

00244   05719   08322 
FRANK.  O 

05461    06961* 
FRANK.  P 

04246   10761* 
FRANKE.  GH 

10740 
FRANKE.  H 

09905 
FRANKE.  O 

10410* 
FRANKE.  W-G 

08765* 
FRANKE.  WW 

07231    09140 
FRANKEL.  J 

05765* 
FRANKEN.  FH 

02984 
FRANKFURT.  LA 
04948   06713 
FRANKL.  HD 

02557* 
FRANKLIN.  D 

01169* 
FRANKLIN.  MA 

10131 
FRANKLIN.  RH 

05721* 
FRANKS.  CI 

09957* 
FRANQUELO  RAMOS.  E 

03064 
FRANQUELO  VILLALONGA.  E 

03064 
FRANSEN.  G 

00788 
FRANSON.  R 

074  06 
FRANZIN.  G 

03074 
FRASATTO.  C  JR. 

05385 
ERASER.  GM 

04786   06271 
FRASSON.  F 

05687   09194 
FRATILA.  I 

02142   04454 
FRAUMENI.  JF  JR. 

00361* 
FRECH.  RS 

02195 
FREDENS.  M 

00522   07622* 
FREDERICK.  WC 

10510* 
FREEARK.  RJ 

05063 
FREED.  E 

08529* 
FREEDLANO.  HA 

00193*  00216   02020 
FREEOMAN.  R 

00457* 
FREEOMAN.  SO 
04461* 
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FREEMAN,  C 

03108 
FREEMAN.  JB 

04686* 
FREEMAN.  LM 

07979* 
FREEMAN.  NV 

07754 
FREESEMAN.  C 

05946* 
FREEZEN.  NA 

00100 
FREI.  J 

01545   03364 
FREIER,  E 

06815* 
FREIER.  S 

00552*  05001    10122* 
FREIMANIS.  AK 

00681 
FREIRE.  J 

08649* 
FREITAG.  F 

02428*  05207   06140 
FREITAS  OE  SOUSA.  J 

07227 
FREJAVILLE.  JP 

07946 
FRENAIS,  D 

0  6384 
FRENCH.  A 

04644* 
FRENCH,  AB 

04995 
FRENCH,  SW 

02036   07394 
FRENK,  S 

03202 
FRENK EL,  LD 

05653*  08904 
FRENKEL,  R 

09421 
FRENKL,  R 

00169 
FRENNING,  B 

07297*  09062* 
FRESE.  W 

03790 
FRESH,  JW 

02291*  07912* 
FRETER,  R 

01849 
FRETHEIM,  B 

04073   07141   07789*  10158* 
FREVILLE.  M 

00120   00996 
FREXINOS.  J 

00155   C0667   05406*  05535 

07230   08207 
FREY.  CF 

04230   08740* 
FREYE.  K 

02172   03866 
FREYRIA.  J 

04848* 
FREYTES.  MA 

02807   04092   05512 
FRIC,  P 

03304*  08637   09485   10408* 
FRICOVA.  C 

09485 
FRID,   lA 

02456 
FRIDHANOLER,  L 

00268* 
FRIDLIANO,  IB 

05742 
FRIDMAN  MANOUZIO.  A 

06939 
FRIOMAN,  EE 

1  0230 
FRIDOVICH.  I 

05595 
FRIDRICH.  J 

05668 
FRIEDLAND.  GUI 

01695   02100*  03022 
FRIEDLAND.  HM 

05317 
FR lEDMAN-BIRNBAUM.  R 

06923 
FRIEDMAN.  HI 

08119* 


FRIEDMAN,  HM 

06916* 
FRIEDMAN,  IH 

06731 
FRIEDMAN,  M 

07973* 
FRIEDMANN.  CA 

05478 
FRIEDMANN.  CTH 

09755 
FRIEDMANN.  N 

10024* 
FRIEDRICH,  B 

02303 
FRIEDRICH.  G 

07347* 
FRIEDRICH.  H 

09345 
FRIEND.  OS 

07229 
FRIEND.  W 

10268* 
FRIEND.  WG 

03220* 
FRIGC.  GM 

05478 
FRIIS.  T 

10703 
FRIMER.  ML 

00260* 
FRISCHE.  LH 

03131* 
FRISCHER.  H 

1 0499* 
FRISIUS.  H 

09428* 
FRITSCH.  A 

10818* 
FRITSCH,  H 

10074* 
FRITSCH,  WP 

09057 
FRITZ  MIKULSKA,  V 

09280 
FRITZ,  IB 

02863* 
FRITZ,  ME 

01903* 
FRITZ,  W 

05680 
FRITZSCHE,  P 

04707 
FRITZSCHE,  W 

05699 
FRITZSCN,  P 

07382 
FRIZZELL,  RA 

00058*  05463 
FRIZZERA,  G 

0  3079 
FROGGE,  JD 

01065 
FROHLICH,  C 

02553 
FROHLICH,  E 

01573* 
FROHLICH.  G 

0871  1 
FROHLING.  W 

08237* 
FROLIK.  CA 

07253* 
FHOLKIS.  AV 

04710   10782 
FROLOVA.  LI 

07257 
FROMENT.  J 

07085 
FROMM.  D 

02736* 
FROMM,  H 

05640*  07242*  07790* 
FROMM,   SH 

06588 
FROMMER,  J 

02781* 
FRCMMHOLO,  W 

10800 
FRONEK,  A 

00251 
FRONTCZAK,  C 

09856 
FROSCH,  B 

07017 


FROT  COUTAZ,  J 

09906 
FROTZ,  H 

03570   09414 
FROUSSOLLE,  B 

05444* 
FRUCHTER,  Z 

05884 
FRUIN.  RC 

06694* 
FRUSCO.  RA 

08179* 
FRY.  IK 
08722* 
FRY.  L 

00548*  06830   10417 
FRY.  WJ 

04000 
FRYCZKOWSKI.  M 

03509 
FRYD.  CH 

06069* 
FRYE,  TR 

08715    10164*  10341* 
FUCHIGAMI,  S 

04419* 
FUCHS,  E 

09978* 
FUCHS,  K 

04996 
FUCHS,  WA 

03243 
FUCHSJAGER,  N 

01374 
FUCIKOVA.  T 

10747 
FUENFSCHILLING.  H 

08269 
FUFEZAN.  V 

04753 
FUJI  I.  K 

03669*  03818*  05628* 
FUJI  I.  M 

07491*  08292* 
FUJI  I.  Y 

00116   03669*  03818*  04579* 

05628* 
FUJIKAWA,  M 

10219 
FUJIMUHA,  I 

05426 
FUJIMURA,  I 

10362 
FUJIMURA.  K 

00398 
FUJIMURA.  S 

07614 
FUJINO.  M 

03144 
FUJINO.  Y 

07412 
FUJITA.  K 

09368 
FUJITA.  M 

06339   08450 
FUJITA.  T 

01813   02919*  03730   05427 

06494   06611*  07210* 
FUJITSUKA.  M 

07877 
FUJIWARA.  M 

02765* 
FUJIWARA,  T 

02649 
FUKADA.  R 

03925 
FUKAI.  Y 

00335 
FUKAMI,  H 

08291* 
FUKASE.  M 

01489* 
FUKAZAWA,  T 

07422 
FUKS,  ei 

04672   06715 
FUKUDA,  H 

01901   01912*  03685 
FUKUDA,  M 

08447 
FUKUDA,  T 

04512 
FUKU I  ,  N 

07446 


FUKUNISHI.  S 

09551 
FUKUSHI.  Y 

08095 
FUKUTOMl.  H 

03058* 
FULD.  SL 

10805* 
FULGA.  C 

06177 
FULLER.  GC 

00198*  06464 
FULLER.  I 

00457* 
FULLER.  R 

07466 
FULLMER.  SO 

07114* 
FULOP.  M 

02447* 
FULTON.  TT 

00220   00669 
FUMELLl.  P 

00805 
FUNATSU.  M 

0371 1* 
FUNCK  BRENTANO.  JL 

07996 
FUNG.  WP 

00285        00451*    06920* 
FURCINITTI.     JF 

05075 
FURMAN.    RW 

09512* 
FURNER.     RL 

05543* 
FURNESS.  JB 

01 170* 
FURST.  AJ 

08672 
FURST.  P 

02853* 
FURTUNESCU,  B 

08495 
FUHUTA,  F 

03673* 
FURUYA,  K 

05784 
FURUYA,  S 

04539* 
FUTSCH,  D 

09809 
FUTTERMAN.  S 

08739* 
FYHO.  B 

01346* 

GABARETS.  EP 

08859 
GABASIO.  S 

07118 
GABBE,  EE 

08413 
GABELLA.  G 

00025   00921   00938   07206* 

08104 
GABL.  F 

10593 
GABLER.  H 

03404 
GABOR.  M 

05230 
GABOURY.  J 

10516 
GABRIELESCU.  E 

10557* 
GABRIELSSQN,  N 

08419   09304* 
GABRYELEWICZ,  A 

09627   10242 
6A8RYS,  B 

00190 
GA8UNI lA.  RI 

01219   0  22  36 
GABURRO.  D 

00628* 
GABUZDA.  GJ 

01764 
GACHE.  C 

00179* 
GACHES.  C 

06267 
G  AC  HON.  J 

05132 
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GACVK.  W 

08364   10179 
CAD  EL  MAWLA.  N 

10642 
GADGIL.  SO 

06144* 
GADIYAR,  BN 

08069 
GADOTt  P 

08361 
GADSDEN.  RH 

01303 
GADZHIEV.  AS 

10302 
GADZHIEVA.  ZM 

00888 
GADZHIMIRZAEV.  GA 

0S752 
GAEHTGENS»  PAL 

09880 
GAETANI,  M 

06619* 
GAGLIC.  M 

03677* 
GAGNON.  D 

07267* 
GAGNON.  OJ 

01003 
GAGNON.  RA 

09706 
GAGO.  O 

04767 
GAGUSHIN.  VA 

0891  1 
GAHAGAN-CHASE.  PA 

02024 
GAIDUKQV.  VA 

01142 
GAILLARD.  A 

07102 
GAILLARD.  D 

02027 
GAILLARD.  J 

0  0374   01291 
GAILLARD.  P 

06763   09702 
GAINES,  KJ 

07283* 
GAINUTDINOVA.  RK 

03697 
GAIONI.  L 

01583 
GA  I  T 1  .  A 

07423 
GAITSKHOKI.  VS 

0S57  1 
GAJDA.  A 

10700 
GAJDA.  J 

07662 
GAJEWSKI,  J 

04500   04795 
GAJKOWSKA.  e 

06479 
GAJO  REYERO.  R 

05876 
GAL.  EM 

01119 
GALABOWA,  R 

08259 
GALAMBOS.  JT 
01965*  01966*  02427* 
05915*  08823* 
GALAN  NAVARRC.  JL 

01353   03137 
GALAND.  P 

00021*  08052 
GALARZA.  J 

00287 
GALCHINSKII.  VN 

05810 
GALE  NT.  N 

0  1664*  02739* 
GALERA,  H 

06153   08843 
GALIAN.  A 

00620 
GALIAN.  P 

00797 
GALINOQ.  F 

00647 
GALINIER.  L 
07856 


GALL.  JC  JR. 

09728* 
GALL,  LS 

01  168 
GALLAGHER.  JC 

00972 
GALLAGHER.  JT 

04592* 
GALLAGHER.  ND 

05536   06350*  09930*  10858* 
GALLAGHER.  TF 

00765*  05138* 
GALLAI-HATCHARO.  JJ 

01808* 
GALLE.  P 

04252    08044 
GALLEGO.  O 

00400 
GALLEGOS.  L 

08649* 
GALLESIO.  A 

04886   09437 
GALLET .  K 

10517 
GALL INGER.  I  I 

10237 
GALLO  TORRES.  HE 

00970 
GALLC-TORRES.  HE 

01955* 
6ALLC.  L 

00015* 
GALLC.  RC 

04300 
GALLOWAY.  JMD 

03182*  06949* 
GALLUZZI .  W 

09346 
GALOFRE,  M 

09591 
GALPERIN,  EI 

07812 
GALPERIN.  IB 

10231 
GALPIN.  JE 

10501* 
6ALVEZ.  L 

02485 
GAMA  R00BI6UES,  JJ 

03002* 
GAMBILL.  EE 

06938 
GAMEL.  WG 

02050* 
GAMMELTOFT.  A 

00741* 
GAMMILL.  S 

07521 
GAMMILL.  SL 

07825* 
GAHPONIA.  PJ 

01 078* 
GANATRA.  RD 

04711 
GANCHEV.  GR 

04076 
GANCHROW.  MI 

01432   03220*  05962 
GANDER.  ES 

08269 
GANDHI.  PC 

06167* 
GANDHI.  VC 

06E26* 
OANDOLFC,  GM 

??4e4   06125 
CANSi^DHARAN.  P 

09860 
GANGAROSA.  EJ 
00884   05344 
««iNGOLLI,  SO 

02407   06924   09032 
GANGULI ,  PC 

01653*  07793* 
GANGULY.  AK 

03050* 
GANOPOL,  G 

05278 
GANROT.  FO 

00673 
GANS.  H 

01463*  02087* 
GANS.  SL 
08307   08545 


GANTER.  P 

00936 
GANUL.  IL 

09874 
GANZINA.  F 

00495 
GADN.  D 

05935 
GAPANAVICHIUS.  BM 

00379 
GAPPAROV.  MM 

10646 
GARABEDIAN,  M 
03014   03469 
GARABIOL.  6 

02700 
GARAMI.  G 

09395 
GARASSINI.  M 

07842* 
GARATTINI.  S 

00192* 
GARBAY.  M 

05897 
GARBUTT.  JT 

08113*  08521* 
GARCIA  BARON.  A 

00406   00468 
GARCIA  CARDO.  A 

00878 
GARCIA  CIVERA.  R 

07568 
GARCIA  DE  LA  FUENTE.  A 

02316   06124 
GARCIA  DEL  CASTILLO,  H 

10608 
GARCIA  DEL  RIC,  H 

01436 
GARCIA  HIDALGO,  E 

00333 
GARCIA  HUIOOBRO,  J 

06160* 
GARCIA  IGLESIAS.  A 

04760 
GARCIA  JIMENEZ,  J 

05101    08878 
GARCIA  LISBONA.  R 

03916 
GARCIA  MARRERO.  L 

07672 
GARCIA  MCRAN,  J 

03082 
GARCIA  PEREZ,  D 

03466 
GARCIA  PEREZ.  M 

01354 
GARCIA  PLAZA.  A 

03095 
GARCIA  RIVERA.  C 

07561 
GARCIA  SIGUERO.  P 

05935 
GARCIA  TORRES.  JA 

00823   00856 
GARCIA-CONDE  GOMEZ.  FJ 

04320 
GAPCIA-DONAS  ABRIL.  A 

03519 
GARCIA-MORAN.  M 

09124* 
GARCIA-MORENO.  F 

03976 
GARCI A-FAREDES.  J 

04019* 
GARCIA-PIVERA.  C 

06570* 
GARCIA.  DL 

08618* 
GARCIANO.  V 

04413* 
GARCON.  C 

03470 
GARDE.  J 

07674   07676 
GAROHAM.  JRC 

01301* 
GARDINER.  BN 

05864* 
GARDIOL.  D 

03389   07121    10216 
GARDISON.  WGM 

03355* 
GARDNER.  B 
09645* 


GARDNER, 

JD 

00963 

GARDNER, 

LW 

03667* 

GARDNER, 

RC 

08246* 

GARFINKEL,  D 

06488 

06489   07225   07374 

GARG,  BD 

02837* 

04501*  07042*  07319* 

09152 

GARGIULC 

,  A 

00533 

GARICK. 

E  I 

03224* 

GARLAND, 

PB 

01983 

0  2015 

GARNEAU, 

R 

05019* 

GARNEL, 

M 

07090* 

07954* 

GARNER, 

EPR 

04067 

GARNER, 

FM 

03948 

GARNIER. 

M 

02108 

06105 

GAROTTA 

G 

04  532* 

09941 

GARRET. 

R 

03237 

GARRETT 

JC 

00749 

GARRETT 

JM 

0389  1 

GARRETT 

1  JR 

02357* 

GARRICK 

.  R 

04770* 

6ARR1D0 

LESTACHE  DIAZ.  J 

09469 

GARRIOO 

.  A  JR, 

09389 

GARRIDO 

.  G 

09546 

GARRIDO 

•  J 

03513 

GARTI, 

I 

08985* 

GARTI  , 

fi 

04987 

GARTNER 

.  LM 

02858*  06216*  06889 
GARZA.  LR 

03566 
GASBARRINI.  G 

04522*  08458   09506 
GASCARO.  E 

07856   07990 
GASPARRI.  GM 

01451 
GASQUET.  C 

01723   02175 
GASS,  GH 

09914* 
GASSMAN,  P 

05710 
GASTALDI,  F 

02583 
GASTARO,  J 

01412   07099 
GASTON.  JP 

01484*  08077* 
GATEAU,  P 

01598   07101    10736* 
GAT  MA  I  TAN.  Z 

00693   04641*  07901* 
GATTA.  FOGA 

10775 
GATTENLOHNER.  * 

06999 
GATTl,  R 

00041*  08625 
GAUCHER.  P 
05822*  06110   07273   06707 
09043   09212* 
GAUDET.  M 

06139 
GAUOIANO.  A 

02481    07366 
GAUDICHE,  O 

10774 
GAUDIER,  S 
05276 
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GAUDRY,  PL 

GELB.  NA 

03776 

07340* 

GAUM.  AR 

GELFANO.  DW 

06891 

00637 

GAUM.  D 

GELFAND.  M 

06891 

00382   02682 

GAUTHIER  LAFAYE 

.  JP 

GELFENBEIN.  LS 

07567 

10478 

GAUTHIER.  A 

GELLER.  E 

01532 

01550 

GAUTHIER.  AP 

GELLER.  LI 

05267* 

09352 

GAUTIER  BENOIT. 

C 

GELLER.  P 

00748   03540 

06048   06091 

07551 

08374   08408 

10518 

GELLER.  SS 

GAUTIERI.  RF 

02562* 

09184* 

CELL  IS,  C 

GAUTVIK.  KM 

06929* 

10207 

GELMAN,  E 

GAUX.  JC 

00556 

04254 

GEMMELL.  E 

GAVA.  L 

10112* 

03168 

GEMMELL.  RT 

GAVINELLI.  R 

09001  * 

02281 

GENEL.  M 

GAVRILESCU.  S 

02738* 

01740 

GENEREUX.  GP 

GAVRILIU.  D 

02171 

04755   07560 

GENNARO.  0 

GAY.  A 

092S4 

09768 

GENOA,  I 

GAY,  B 

04287 

04447   06046 

08590   09624 

GENOVA.  R 

GAY.  MU 

10034* 

02566 

GENTILE.  JH 

GAYLE.  WE 

08469 

10588* 

GENTILE.  JM 

GAYLOR.  JL 

05873   05949* 

07430 

GENTILE.  S 

GAZE.  H 

02940 

00625* 

GENTILINI.  M 

GAZOLO.  L 

08992 

10736* 

GENTIT.  F 

GAZONl.  E 

03481 

07185 

GECFFROY.  H 

GEAR.  ARL 

06804 

00201* 

GEOKAS.  MC     J 

GEAR.  MWL 

10535* 

00453*  06699* 

GEORGAKOPCULOS 

GEDOA.  L 

03370   03470 

05369 

GEORGE.  A 

GEDER.  L 

02149 

02365 

GEORGE.  JD 

6EDIGK.  P 

04780* 

00712*  03393 

03414   04717 

GEORGE.  L 

07061 

06944 

GEELS.  J 

GEORGE.  M 

07388 

10726* 

GEEVER.  EF 

GEORGE.  MJ 

10123* 

0094S* 

GEFFROY.  U 

GEORGE.  PK 

06786 

03326* 

GEFFROY.  Y 

GEORGE .  R 

00561   00735 

04702*  06787 

02792* 

06799*  06800* 

09473   10685* 

GEORGESCU.  A 

10686* 

03451 

GEHA.  AS 

GEORGESCU.  T 

02210 

03865 

GEHER.  F 

GEORGET.  AM 

06857 

03861 

GEHRING.  PJ 

GEORGI  .  M 

04336 

05682 

GEHRMANN.  G 

GEORGI .  T 

09340 

10562* 

GEIGER.  SJ 

GEORGIADOS.  0 

06289* 

01312 

GEILER.  W 

GEORGI EV.  A 

0157 3* 

00345 

GEISBE.  H 

GEORGIEV.  N 

04801 

03088 

GEISLER.  F 

GEORGIEVA.  E 

03291 

05367 

GEISSINGER.  WT 

GER.  R 

01469* 

03946   08029 

GEISSLER.  F 

GERALD.  BE 

05088 

06221* 

GEIST.  RE 

GERAMI .  S 

01026*  01959* 

01960*  02850* 

06994 

GEITMAN.  11 

GERARD.  A 

07190 

00170   00434* 

GELAIN.  J 

030S2*  04671* 

07674   07676 

05717   09518* 

GELB.  AM 

GERARDI .  R 

00676 

05608 

GERASIMENKO.  AA 

0 1641   04315 
GERASIMENKO.  VN 

05806 
GERASIMETS.  MT 

04871 
GERASIMIAK.  V6 

02200 
GEPASIMCV.  AM 

09774 
GERASUN.  BA 

07075 
GEPEAL.  A 

08790 
GERBEAUX.  J 

06945 
GERBER.  JE 

01158*  0467E* 
GERBER.  MA 

10691* 
GEPDING.  DN 

03423* 
GERETY.  D 

10672* 
GERGELY,  M 

01732   08573 
GERHARD.  K 

00294 
GERIN,  JL 

07924 
GERIWG.  WH  JR. 

06740* 
GERLACH.  J 

05423 
GERLACH,  U 

07094*  08879 
GERLACH.  W 

08632 
GERLANTS.  AI 

0  4039 
GERLECKI,  J 

09316 
GERLOFF.  O 

08917 
GERMAIN.  P 

04131 
GEROLAMI.  A 

03491*  07109* 
GEROTA.  D 

04201 
GERRARO,  JW 

01553 
GERRING.  EEL 

01950* 
GERRING.  EL 

01924 
GERSH6EIN.  LL 

00089*  01088*  01153 
GERSHENGOREN.  W 

05608* 
GERSHMAN.  BM 

04741 
GERSHMAN.  H 

05561 
GERSHON.  E 

04533*  04672* 
GERSHON.  MO 

04502*  05602* 
GERSON.  CD 

0  1662*  04080*  05440* 
GERSTELY.  BJS 

04346* 
GERSTENBERG.  E 

10180 
GERSTLEY.  BJS 

07913*  10684* 
GERTLER.  A 

01063 
GERVAIS.  P 

09720 
GERY.  1 

05001 
GERZEN.  P 

07918* 
GESERICK.  G 

09758 
GESSLER.  U 

10644 
GETTA.  AI 

06715 
GETTE.  ZP 

01614 

GETTY.  R 

00912 


GETZ.  GS 

07413 
GEUBELLE.  F 

08537 
GEUMEI.  A 

01181    09123* 
GEUZE.  J J 

03617   0  3618 
GEYER.  G 

00007*  01822   07218   09899 
GEYER.  H 

07373 
GHAI .  OP 

06194* 
GHAMBEER.  R 

08787 
GHANDOUR.  M 

00532 
GHANEM.  M 

02104* 
GHANEM.  MH 

0988  1 
GHATAK.  NR 

08532 
GHAVAMI.  A 

05268* 
GHAZI.  HA 

06524* 
GHEORGHE.  N 

08264 
GHEORGHIU.  T 

03570   05829*  09414 
GHERARDINI.  P 

03986 
GHERMAN.  G 

02556 
GHERMAN.  I 

05398 
GHIBELLINI.  MO 

01815 
GHIBU.  M 

03337 
GHIDINI.  O 

00724   00725 
GHIRARDl.  P 

01669* 
GHISLANDI.  EV 

02361 
GHOSH.  BB 

02006 
GHOSH.  BC 

00389*  00629* 
GHOSH.  ML 

00005* 
GHOSH.  S 

10198* 
GHOTl.  M 

07637 
GIACOBINO.  JP 

04256 
GIACOMELLl.  A 

04568 
GIANNAKOS.  V 

03252   10484 
GIANNELLA.  RA 

09842*  09844*  10405* 
GIANNINA.  G 

04287 
GIANTURCO.  C 

05664   09205* 
GIARO.  MH 

03470 
GIAROIELLO.  A 

09567 
GIAUX.  G 

08339 
GIBALDI.  M 

00224   00979   06115* 
GIBBINS,  RL 

02709* 
GIBBS.  J 

10119* 
GIBBS.  K 

06957*  09790 
GIBBS.  PS 

00045* 
GIBERT-OUERALTO,     J 

10675* 
GIBERTINI .     G 

02976       03380 
GIBITZ.     HJ 

10062* 
GIBOUOEAU,     J 
02012 
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GIBSON.  AAM 

GILLY,  G 

01697 

07750 

GIBSON,  OE 

GILON.  E 

06036* 

01495*  C2449* 

GIBSON,  J6 

GILON,  L 

01783*  06213* 

05395 

GIBSON,  LE 

GILSANZ,  V 

09600* 

07S04 

GIEHU,  HJ 

GILSDORF,  RB 

09436 

00108   05828* 

GIELEN,  JE 

GIMENEZ  SALINAS,  A 

01971* 

04172 

GIEN,  L 

OIMES.  E 

08595 

05122* 

GIERSBERG,  O 

GIMPEL,  A 

08041 

00616 

GIERUP.  J 

GTNDZIENSKI.  A 

03287* 

03704* 

GIESKE,  JC 

6INESTIE.  JF 

06841* 

08822 

6IETKQ,  M 

GINGOLD.  AZ 

03578 

06796 

GIFFONIELLC,  AH 

GINOULHIAC.  E 

07503 

01979 

GIGASE,  PL 

GINZEURG,  MB 

04719 

05742 

GIGAX,  JH 

GIOFFRE.  L 

04206* 

10552* 

GIGNOUX,  B 

GIORDANA.  B 

08361 

00961    05456 

GIGNOUX,  M 

GIOROANENGO.  F 

03111   08361 

09443 

GIGON,  PL 

GIORDANO.  A 

01  144 

03334 

GIL,  R 

GIORDANO.  P 

03309 

07990 

GILAT,  T 

GIORGI.  G 

00556   02327*  04845* 

04546* 

GILBERT,  FE 

GIORGIANNI.  C 

07148* 

09155 

GILBERT,  JAL 

GIRAGOS.  HG 

07431 

04257* 

GILBERTAS,  A 

GIRARD-GLOBA ,  A 

09721 

07305* 

GILBERTSEN,  VA 

GIRARD.  A 

02344* 

06459* 

GILES,  G 

GIRARD.  M 

02432*  04270* 

00463   02152   04866   04921 

GILES,  JP 

05127   05128   10584*  10687* 

04344*  07052*  08846* 

GIRARD.  P 

GILES,  KW 

04131 

06864 

GIRAUD.  PA 

GILETTE,  PN 

04197 

05138* 

GIRDWOOD.  TG 

GILFILLAN,  RS 

08663* 

00505* 

GIROLIMONI.  G 

GILIBERTI,  P 

04181 

05620 

GIRONA.  6C 

GILL,  AM 

04446   06173   09476 

00447*  04124*  05794 

GIRVAN.  DP 

GILLBERG.  R 

04857* 

09472* 

GIRVIN.  GW 

GILLENWATER,  JY 

05364 

08014* 

GISLON.  J 

GILLESPIE.  FC 

04615* 

03547* 

GISSELBRECHT.  H 

GILLESPIE.  G 

07131 

00138* 

GITELSON.  S 

GILLESPIE,  IE 

03903* 

00138*  02274   05502*  06710 

GITNICK.  G 

08502   09968* 

06180 

GILLESPIE,  JA 

GITNICK.  GL 

05117 

07057 

GILLESPIE.  JS 

G I TOMER.  S 

08142* 

01871* 

GILLESPIE,  L 

GITZELMANN.  R 

01480 

06995 

GILLET.  M 

GIUDICELLI.  JF 

05088   06057   07818   09621* 

04769* 

10011*  10532* 

GIULIANO.  A 

GILLETT.  DJ 

06198 

06872   06964* 

GIULIANO.  M 

GILLETTE,  JR 

08378 

04329* 

GIUNTA.  A 

GILL  I  ALAND.  BC 

00056* 

04343* 

GIUSTRA.  P 

GILLIS,  OA 

01423 

06061* 

GIVAN.  KF 

GILL  I  SON,  EW 

09739 

00634   04728* 

GIZYCKA.  I 

GILLISON.  M 

10487 

08340 

GJESSING.  EC 

GILLOT,  G 

01051* 

09319 

GJESSING.  J 

08746 
GJONE.  E 

02330*  02401*  03421*  04073 

07697*  07789* 
GLACTKE,  E 

02521 
GLAOUN,  NK 

08426 
GLADYSZ.  A 

04500   04795   10709 
GLAGOV.  S 

00612*  02597   08087* 
GLANDDIER,  G 

07549   07570 
GLANVILLE,  JN 

08965 
GLARBORG-JORGENSEN.  T 

02964 
GLASEL.  E 

1  0849 
GLASGOW.  EF 

07251* 
GLASGOW.  LA 

09870 
GLASS.  BP 

00919 
GLASS.  D 

05794 
GLASS,  GBJ 

02791*  03700*  10203* 
GLASSON.  MJ 

04744 
GLATZL,  J 

05739   06882 
GLAUBITT.  D 

04975*  05934 
GLAUMANN,  H 

01084*  02497   02741* 
GLAVCHEVA,  L 

00984* 
GLAVTCHEVA.  L 

06387 
GLAZER.  G 

01700 
GLAZKOVA.  TG 

07513 
GLEESON.  MH 

08519* 
GLEICH.  6J 

01521   06257* 
GLEN,  ACA 

10812* 
GLEN.  ES 

04104*  09550 
GLENN.  F 

02574*  03207*  03539   04453 

06082 
GLENN.  TM 

01469*  0S525*  08210    10006* 
GLENNON.  JA 

05585 
GLICK.  H 

01610* 
GLICKLICH.  M 

03053* 
GLICKMAN.  MG 

05818* 
GL  I  ED  MAN.  ML 

00090*  02488   07105*  07828* 

07955*  10078* 
GLIGORE.  V 

01476   02142 
GLINER.  JA 

01349* 
GLINSKI.  M 

06058   06237   08003    10789 
GLISIC.  L 

03030   06297 
GLIVENKO,  lA 

02587 
GLOBER.  G 

06692* 
GLOBER.  GA 

06616* 
CLCGNER.  P 

07894* 
GLOOR.  F 

03294 
GLOTZER.  DJ 

07699* 
GLOTZER.  P 

06875 


GLOVER.  J 

03634* 
GLOVER.  JR 

09952* 
GLUCKMANN.  RF 

01076* 
GLUHBEGOVIC.  N 

01823 
GLUMOV.  VIA 

00897 
GLUSHKOVA.  OI 

02368 
GLUZMAN.  AM 

08026 
GMYREK.  O 

04364   06103 
GNAN.  F 

03429 
GNILORIPOV.  TE 

10396 
GO.  S 

0855b 
GO.  SC 

07051* 
GO.  VL 

06925* 
GOAB.  W 

09429* 
GOALARD.  C 

08043 
GOBEL.  D 

04838   06706 
G08ERNA.  R 

01821 
GOCAR.  E 

05777 
GOCHO.  Y 

03949 
GOCKE.  DJ 

05243   061O1*  08847*  10682* 
GOOAL.  T 

03937 
GODARD,  JE 

06744* 
GODOARO.  P 

08578 
GODEAU.  P 

04280 
GOOEL.  UM 

05680 
GOOOUIN.  B 

00527    10523 
GODWIN.  HA 

00975 
GOEBELL.  H 

00085   07095   09983* 
GOEL.  TC 

05965 
GOERTTLER.  K 

08028 
GOESCH.  P 

09692 
GOETSCH.  E 

08928 
GOETZE.  E 

06327   09905 
GOFFI.  FS 

03279 
GOFMAN.  AM 

10481 
GOGIASHVILI .  MB 

03772 
GOGIULESCU.  S 

OtSOl 
GOLAB .  W 

07675 
GOLBERG.  L 

06442* 
GOLBERG.  LE 

01121 
GOLD.  H 

02685   09780* 
GOLD,  JA 

08302 
GOLD,  HS 

06888 
GOLD,  P 

04461* 
GOLDBERG,  A 

00393*  03354*  07428   09329 
GOLDBERG.  DM 

00267*  O   fS 
GOLDBERG.  HI 

00373   09240*  10500* 
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00389*  00629* 


GOLDBERGt  US 

06738* 
GOLDBERG.  SB 

01782* 
GOLDBERG.  V 

02962 
60LDBLATT.  PJ 

02008   02057* 
GOLDBOURT.  U 

00*54* 
GOLDENBERG.  D 

09242* 
GOLDENBERG.  DM 

00009* 
GOLDENBERG.  MM 

03678*  05866   09960* 
GOLDFIELD.  M 

09853 
GOLDFINGER.  SE 

00730*  04978*  07545 
GOLDIN,  VA 

04808 
GOLDING.  PL 

00654*  02442* 
GOLDLUST.  D 

04177 
GOLDMAN.  LI 

00543 
GOLDMAN.  P 

09182* 
GOLDMAN.  RB 

09173* 
GOLDMAN.  SM 

1  0497 
GOLDMAN.  W 

01229 
GOLDMANN.  G 

02596 
GOLDMANN.  K 

04600* 
GOLDOHSKY.  SJ 

09465 
GOLDSMITH.  HS 
00205*  00243 
02452 
GOLDSTEIN.  F 

02322*  07710* 
GOLDSTEIN.  GB 

00558 
GOLDSTEIN.  H 

02564* 
GOLDSTEIN,  HB 

05058 
GOLDSTEIN.  HM 

02942 
GOLDSTEIN.  M 

03472 
GOLDSTEIN.  MJ 

05911*  10565* 
GOLDSTEIN.  NP 

05201 
GOLDSTEIN.  R 

10122* 
GOLENHOFEN,  K 

00248   04571* 
GOLFINOS.  A J 

09780* 
GOLGOTIU.  L 

06192* 
GOLIGHER.  JC 
00471    00576*  02403* 
04068   04110*  04173 
04209*  06798*  09474 
10274* 
GOLINGER.  D 

0  8531* 
GOLKAR.  R 

02358* 
GOLLAN.  JL 

01199*  07461   08159 
GOLLWITZER.  M 

06937 
GOLOD.  MI 

07625* 
GOLOVINCHITS.  VA 

04809 
GOLOVSKOI.  EV 

07991 
GOLSANO.   IV 

05259 
GOLSHAN.  S 

00988* 
GOLUB.  GD 
09353 


03225* 
04204* 
09595 


GOLUBCHENKO.  OK 

04247 
GOLUBKOVA.  GM 

07868 
GOMBAR.  L 

04743 
GOMES  D'OLIVEIPA.  JJ 

08022 
GOMES.  S 

04005 
GOMEZ  ACHA.  JA 

03365 
GOMEZ  ALONSO.  A 

00853   01703 
GOMEZ  ANDRES,  A 

02922 
GOMEZ  DUMM.  CL 
01090*  03741* 
GOMEZ  IGLESIAS.  S 

06224 
GOMEZ  LOJERO.  C 

07360 
GOMEZ.  B 

07504 
GOMEZ,  J 

02385 
GOMEZ.  JA 

01231 
COMPELS.  BM 

04734 
GOMPRECHT.  RF 

06174 
GONANO.  F 

06097 
GONCIARZ.  Z 

08910 
GONDA.  M 

01053* 
GONELLA.  J 

03684   08146 
GONI.  PM 

10098 
GONTASZEWSKI  .  A 

08515 
GONTEA.  I 

091S8 
GONZALES  GONZALES.  M 

01703 
GONZALES.  R 

00424 
GONZALEZ  ANGULO.  A 

00565   0156S 
GONZALEZ  CUETO.  D 

07871 
GONZALEZ  GONZALEZ,  M 

00853 
GONZALEZ  LICEA.  A 

01816   04100 
GONZALEZ  LOBO.  JM 

09004 
GONZALEZ  MONTESINOS, 

06131 
GONZALEZ  NAVAS,  A 

00355 
GONZALEZ-JIMENEZ.  Y 

03566 
GONZALEZ-LICEA,  A 

01804* 
GONZALEZ.  CH 

00311    00312   00313 
GONZALEZ,  G 

07536* 
GONZALEZ.  R 

01505 
GOOD.  A 

03296 
GOODALE.  PL 

00424   02104* 
GOODALE.  RL  JR. 

08187* 
GQODCHILD,  MC 

10519 
GOODE,  RL 

00842 
GOOOENOUGH,  DA 
00931    03644* 
6000HEAD,  e 

08741* 
GOODING.  CA 

04113* 
GOODMAN.  AA 

03558 
GOODMAN.  OS 
10641 


GOODMAN.  I 

06372*  06373* 
GOODMAN.  J I 

01972* 
GOODMAN.  JR 

02882 
GOODMAN.  UR 

08392* 
GOODMAN.  M 

09728* 
GOODMAN.  T 

03412 
GOODWIN,  MN 

07974* 
GOODWIN.  NE 

09640* 
GOOSH,  6 

07005 
GOPALAKRISHNA.  GS 

04369* 
GOPAUAN.  KN 

10868 
GOPI  NATH.  N 

06062* 
GOPINATH.     C 

01557* 
GORAL.     R 

05851 
GORANSKAIA.  SV 

00353 
60RBACH.  SL 
02052*  02332*  02333* 
02335*  02607*  04081* 
05348   10738* 
GORBACK.  SL 

02608* 
GORBITZ.  C 

02617* 
GORBUNOVA.  NA 

08405 
GORDIN.  R 

00777* 
GORDON.  AH 

07863 
GORDON.  BA 

07826* 
GORDON,  DL 

10530 
GORDON.  E 

02846* 
GORDON.  ES 

05585 
GORDON,  G 

04331* 
GORDON,  HA 

09949* 
GORDON,  HE 

06962*  08248* 
GORDON.  HW 

08757* 
GORDON,   I 

10465 
GORDON,  J 

02352* 
GORDON,  SG 

07254* 
GORECKA,  M 

0  0680 
GORECKI,  A 

05041 
GORECZKY,  L 

08812 
GORFINKEL,   IV 

04948 
GQRGENYI,  A 

06029   08542 
GORIN,  JP 

05274 
GORINI,  S 

09150 
GORIUNOVA,  GF 

09093 
GORMAN,  RE 

07318* 
GORMAN.  RR 

10063* 
GORNAK.  KA 

10660 
GOROBETZ.  LI 

02643 
GORODISCH.  S 

02154 
GORSKA.  M 
10662 


02334* 
04683 


GORSKI.  MM 

01616 
GORYACHENKOVA.  EV 

07356 
GOSCHKE.  H 

04773* 
GOSLAR.  HG 

03417 
GOSLINGS.  6 

08840 
GOSPE.  JM 

04380* 
GOSPODINOV.  C 
08105   08109 
GOSSAGE.  JD 

05760 
GOSSELIN.  B 

02269   06075* 
GOSTOF .  R 

04272* 
GOSWITZ.  JT 

10395 
GOT.  R 
09906 
GOTHONI.  G 

00037* 
GOTI.  JL 

10737* 
GOTJAMANOS.  T 

05404* 
GOTLIEB.  A 

08781 
GOTO.  Y 
01912* 
GQTOH.  M 

07226 
GOTTA.  H 

04367* 
GOTTLIEB.  L 

00541 • 
GOTTLIEB.  LS 

04  328*  10583* 
GOTTSCHALK.  A 

01203*  06528* 
GOTTSCHALK,  E 

09690 
GOTZ.  H 

00726 
GOUDSMIT.  R 

08803 
GOUGH.  AO 

10363 

GOUIN.  B 

02337   05377 

09  197* 

GOULD.  H 

00332 
GOULD .  JC 

07658* 
GOULD .  L 

06174 
GOULD.  SA 

00433* 
GOULD.  VE 

00886 
GOULON.  M 

06178 
GOULSTON.  K 

05969 
GOUREAU.  MF 

01  130 
GOUREVITCH.  A 

05903 
GOURGOUTIS.  GD 

00479 
GOURLEY.  B 

02328* 
GOUSSEV.  AI 

05174 
GOUSSOUS.  HG 

06024* 
GOUST.  JM 

04281 
GOUTAND.  G 

06202 
GOUVEIA  MONTEIRO.  J 

01709 
GOOZY.  J 

03689 
GQVAERTS.  JP 

01357   03991    04700*  07309* 
GOVDENKO.  PF 
08497 


05483   07034 
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04082*  04542* 
08287   09917* 


GOVERNA.  R 

05610* 
GOVOROVICH.  EA 

03806 
GOYAL.  RK 

00961*  02701*  03666*  05340* 

07284*  08954 
GOYANES.  AC 

07798 
6RABENSEE.  B 

02277 
GRABNER.  G 

00272*  03755* 
GRABNER.  W 

07861    08750 
GRACE.  J 

05765* 
GRACE.  RH 

01260   10385 
GRACEY,  LRH 

07845* 
GRACEY.  M 

00943*  00964 

07251*     07717 
GRACH.     ZI 

08592 
GRADINARU.     P 

02157        02769 
GRADINARU,     V 

03524        06229 
GRAOINAHV.     V 

02598 
GRADY.     G 

01597* 
GRADY.     GF 

00723        10693*     10827 
GRAESSNER.    U 

02SS1 
GRAETZ.     H 

10332* 
GRAF-KEYSERLINGK.     D 

02721 
GRAF,     N 

00281 
GRAFF  I.     A 

09664 
GRAHAM,     C 

03998 
GRAHAM.     Ce 

03228*     06031 
GRAHAM.     GG 

05928* 
GRAHAM.     JOP 

00252 
GRAHAM,     KJ 

10161* 
GRAHAM.     NG 

04110*    04204*    04209*    09817 
GRAHL-NIELSEN,     O 

03716* 
GRAINGER.     J 

07891* 
GRAINGER,     JM 

00653* 
GRAINGER,     RG 

00634 
GRAKOVSKAIA,     GO 

02245 
GRALNICK,     HR 

09616* 
GRAMAOA,     C 

09767 
GRAMATICA,     L 

03323*    09837 
GRAMENITSKI,     AB 

10308 
GRAMIAK.     R 

06376* 
GRANADA.     UO 

08334* 
GRANCARQV.     VP 

00809 
GRANCHAROV.     V 

0494  1 
GRAND,     RJ 

02418 
GRANDE,  F 

04401 
GRANDVAL,  CM 

01436 
GRANJON,  e 

09487   10632 
GRANT  TULLOH.  C 

08950 


GRANT.  AK 

00460*  04696*  05976   09406 
GRANT.  M 

10840 
GRANT.  RN 

05071 
GRASEDYCK.  K 
09788 

PJ 

04972* 

G 

00790       02916*    03141 

03972*    04013       05908 

10244        10269*     10283* 


00863       01756 


06442*  06924 
RT 


IH 


HA  JR. 


GRASES 

0  2699 
GRASSI 

00466 

03563 

06633 
GRASSI .  GB  JR 

10283* 
GRASSI.  M 

00119 
GRASSO 

02407 
GRAUOUSIUS 

04S33* 
GRAUSZ,  H 

03826* 
GRAVELLE, 

08485* 
GRAVELLE 

07690 
GRAVES 

05844 
GRAVES,  JH 

10448 
GRAVINGHOFF,  J 

04091 
GRAY,  EJ 

05065 
GRAY,  GM 

018C8*  02100*  09483* 
GRAY,  JE 

04335 
GRAY,  ME 

08082* 
GRAY.  R 

03455* 
GRAY,  RE 

05657* 
GRAY,  SW 

06793    10490 
GRAYBILL,  JR 

10811* 
GRAYER,  DI 

02868* 
GRAYSON,  J 

02907* 
GRAZIKOWSKE,  H 

10663 
GREBENEV,  AL 

02965*  05472 
GRECE,  MA 

01  110 
GRECH,  P 

00257*  00441*  02216* 
GREDZHEV,  AF 

00816 
GREEGOR,  DH 

03847 
GREEN,  C 

08234* 
GREEN.  GM 

01936* 
GREEN.  MK 

10536* 
GREEN.  PA 

04163   05914*  07808*  09615* 
GREEN.  S 

07530 
GREEN.  SH 

07479* 
GREEN,  WER 

09048 
GREEN,  WH 

09638* 
GREENAWALT.  JW 

01 157* 
GREENBERG,  AJ 

08758* 
GREENBERG,  DM 

01991    05464 
GREENBERG,  HB 

0S243 
GREENBERG,  SR 

01818 
GREENEEBGER.  NJ 

02560*  03633*  05576   08241* 

08242* 


GREENBLATT.  M 

02457 
GREENOYKE.  WH 

05665 
GREENE,  HG 

05951* 
GREENE,  HL 

05601* 
GREENE,  LC 

03973*  03974* 
GREENE.  R 

07956* 
GREENE.  RS 

08865* 
GPEENGARD.  O 

01953*  06498   07392 
GREENLEE,  HB 

03124* 
GREENGUGH,  WB 

09424* 
GREENOUGH.  WE  III 

01161*  07152* 
GREENSPAN,  EB 

08584 
GREENSTEIN,  AJ 

09431* 
GREENWAY,  CV 

00245   00250 
GREENWELL,  JR 

06427* 
GREGERSEN,  G 

09634* 
GREGG,  D 

03845 
GREGG,  JA 

03142 
GREGG,     MB 

09734* 
GREGOR,  O 

08163* 
GREGORCZYK,  J 

00705 
GREGORI,  P 

0921  7 
GREGORIE.  HB  JR. 

00397 
GREGORY,  OH 

10765* 
GREGORY.  MM 

02508 
GREIDER.  MH 

00003*  02716* 
GREIPP.  PR 

09616* 
GREISVAN,  SE 

02098* 
GREKOV,  P 

02180 
GRELET,     P 

07562   09221 
GRELLAMNN.  A 

10263 
GRELLET,  J 

04254 
GREMIGNI,  D 

04526 
GRENIER,  G 

10267* 
GRENIER,  JF 

04094   04959   05446*  lOOlK 
GRESEV,  VV 

00024   05420 
GRESSER,  A 

06977 
GREVSTFN,  S 

02266* 
GREWE.  HE 

08604* 
GREYSON.  D 

04692* 
GRIECO.  RV 

00822 
GRIEDER,  A 

07335* 
GRIER,  OT 

00314 
GRIER,  RL 

02288* 
GRIES,  FA 

09006 
GRIESSEN,  F 

03471 
GRIFFATON.  G 

03769 


GRIFFEN.  WO  JR. 

03208*  04860*  06036*  09512* 
GRIFFIN,  EE 

06499 
GRIFFIN,  JL 

04494 
GRIFFIN,  JM 

04237* 
GRIFFIN,  M 

07768 
GRIFFIN,  WO  JR. 

06866 
GRIFFIN,  WT 

00602 
GRIFFITH,  CA 

00146*  00147*  01861*  02797* 

03668*  05312 
GRIFFITHS,  H 

04117* 
GRIFFITHS.  HM 

00839 
GRIFFITHS.  N 

06355 
GRIGNANI,  G 

03656 
GRI60RAS,  D 

00736   01342* 
GRIGORESCU,  A 

01326   07560 
GRIGORESCU,  G 

06206 
GR IGOR  I  AN.  AV 

05296* 
GRIGQRIAN,  GO 

04742   06576   08343 
GRIGORJEV,  VI 

07037 
GRILL,  W 

00799   06941 
GRIMLEY,  PM 

00655* 
GRINBERG,  AA 

00476 
GRINEVICH,  VA 

09578 
GRINNELL,  RS 

10437* 
GRIND  PRIETO,  E 

08074 
GRINTSEVICH,  II 

08323 
GRINVALSKY,  HT 

1082  9 
GRISHAM,  JW 

04345*  08263 
GRISHKEVICH,  EV 

09636 
GRISK,  A 

04338 
GRISLAIN.  JR 

06573 
GRISS.  P 

06199 
GRITSMAN,  II 

08397   09464 
GRIVAUX,  C 

07068 
GRIVAUX,  M 

07178 
GHIVEL,  ML 

00091*  02756*  06139* 
GRIZZETTI .  N 

08772 
GRNJA,  V 

10393* 
GROa.   P 

10597 
GROB,  PJ 

01579*  04376   04377*  10852 
GROCHOWSKI,  J 

10368   10662 
GHODSINSKY,  C 

09509* 
GRODSKY,  GM 

00794 
GROFFMAN,  H 

02836* 
GRQGINSKY.  CM 

10001* 
GROH,  J 

06428   J«208 
GROISMAN,  SD 

03942 


rjCfj'joaaiiHS£'- 
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GROLLMAN.  JH  JR 

07515 
GROMASHEVSKAIA,  LL 

01614 
GROMOVA.  OA 

10090 
GRONMARK,  TO 

04192 
GRONNER.  T 

08598 
GRONWALL.  RR 

0783S* 
GROPPI.  W 

05692 
GROS.  H 

0041  1 
GROSDIDIERt  J 
03170   08593 
GROSFELO.  J J 

00702* 
GROSFELO.  JL 
00635   00636   01519   04015* 
06790   07692 
GROSS.  CW 

00  144*  03707*  07283*  07575 
GROSS.  G 

03537   09299* 
GROSS.  L 

1 0510* 
GROSS.  M 

0940  1 
GROSS.  MC 

00640* 
GROSS,  PA 

03423* 
GROSS.  RC 

07044 
GROSS.  S 

06813* 
GROSS.  UM 

09145 
GROSSE,  HJ 

00323   00350 
GROSSHANS.  E 

01795 
GROSSI,  C 

00456* 
GROSSI 
00119 
GROSSMAN.  E 

1056S* 
GROSSMAN.  H 

01635 
GROSSMAN.  MI 
00157   01911*  01916*  03688 
03699*  03815   04464   05530* 
06408*  06510*  08165*  08171* 
09967*  10101* 
GROSSMAN.  R 

07841* 
GROSSMAN.  RA 

03338* 
GR05SMANN.  J 

04931 
GROSSWENOT.  J 

06999 
GROSZMANN.  RJ 

04388* 
GROTELUSCHEN.  H 

0  546  0 
GROTH.  CG 

08761*  09641* 
GROTH.  W 

09387 
GROUSSARD.  O 

01535 
GROUSSART,  0 

03010 
GROVES.  LK 

04724* 
GROZA,  P 

01009*  01042 
GROZINGER.  KH 
02179   03081 
GRUeB.  A 

03737* 
GRUBERt  C 

09604   10123* 
GRUBER.  JM 

08205* 
6RUCA.  S 

01624   08110 
GRUCA.  Z 
04475 


00863   01756 


GRUDEN.  N 

02067 
6RUEBEL  LEE.  EC 

10450   10467 
GRUEV.  G 

06000 
GRUEV.  I 

07775 
GRUEZQ.  F 

01045 
GRUK.  M 

03985 
GRUMMT .  F 

08102 
GRUN.  M 

10075*  10592 
GRUNBERG.  J 

06945 
GRUNBERGER.  0 

08786 
GRUNBERGER.  J 

03416 
GRUNDHOFER.  B 

08115* 
GRUNDY,  Sf 

04278*  04548*  10130 
GRUNEBAUK.  M 

05756 
GRUNENWALD.  JL 

06910 
GRUNER.  J 

04307 
GRUNER.  M 

09454 
GRUNEWALD.  P 

08224* 
GRUNT,  J 

02831 
GRUPE,  M 

04519 
GRUSHLAVSKII ,  GL 

08681 
GRUSCVIN.  GO 

04964 
GRUTTE,  FK 

02073 
GRUTTNER,  R 

08641 
GRUWEZ.  JA 

05393 
GRYGLICK!.  J 

08493   10788 
GRYNBLAT.  A 

03370 
GRZYEEK,  H 

07883   07902   10058* 
GRZYBKOWSKA.  6 

06045 
GRZYWNA.  W 

06237   10789 
GUAITANl .  A 

00192* 
GUAROIA  MASSO.  J 

08878 
GUAROIA.  J 

06182   07864 
GUARDIONE.  VA 

00395*  02422* 
GUARINO.  AM 

01  144 
GUARNIERl.  G 

02853* 
GUBERGRITS.  AI 

00295   02634   02784 
GUBERN  PI .  L 

04954    07117 
GUBERN  SALISACHS.  L 
04954   07117   08921 
PL 


05504*  10815* 


07963   10608 


JP 


GUBERN 1 

08921 
GUBERT. 

03376 
GUOE.  ZZ 

06664 
GUOMAND  HOYER. 

04985 
GUDMANO-HOYER. 

01340*  10284* 
GUE BELLE.  F 

01874 
GUELLER,  LI 

05204   05516 
6UELRUD,  M 

00320   00326 

02988   05697 


00355   00359 


GUERINEL,  G 

00922 
GUERIOT,  JC 

09454 
GUERRA.  G 

00498 
GUERRE.  J 

05899   06009 
GUERRE.  4 

04132 
GUERRERO  ALCAZAR.  M 

00565 
GUERRERO.  J 

05838   09399 
GUERRERO.  P 

04613 
GUERRIN,  F 

06075* 
GUEVARA.  J 

04972* 
GUFFENS.  JM 

06979 
GUGLIN.  ER 

10822 
GUGLIOTELLA.  HG 

00482 
GUGUSHVILI.  LL 

03373 
GUHA  MAZUMDER.  ON 

02332*  02333* 
GUHU  MAZUMDER.  DN 

02335* 
GUIBAL.  F 

03170 
GUtDI.  G 

06063* 
GUIDO.  JJ 

09254 
GUI EN.  C 

04697* 
GUIGNIER.  M 

05168   07879 
GUILLARO.  J 

04837 
GUILLARO.  JM 

06044 
GUILLE.  H 

08063 
GUILLEMIN.  G 

04251    05106   09619* 
GUILLEMOT.  R 

05701 
GUILLERMO  FONGI.  E 

05278 
GUILLIN.  MC 

07936 
GUILLON,  PJ 

10832 
GUILLOUZO.  A 

06078   09893* 
GUIMARAES.  MP 

04005 
GUIMARAES.  RC 

09020 
GUINEE.  PAM 

06266 
GUIOT.  P 

02143 
GUIRGIS.     FK 

09881 
GUISLAIN.  R 

04667 
GUITIERREZ-TOPETE.  G 

07713* 
GUIVARC.  HM 

04183 
GUIX  SANTASUSAGNA.  M 

08606 
GUL  AMOV.  TO 

03941 
GULA.  G 

01872*  01873* 
GUL AN.  E 

03451 
GUL AT  I.  PD 

09786 
GULATI.  SM 

05984 
GULEVICH.  TO 

09360 
GULISANO.  G 

00342 

GULL  A.  P 

03334 


GULLICK,  HD 

02395 
GULLO.  L 

09088*  10009* 
GULZOM.  M 

06035* 
GUMILEVSKAIA.   EM 

03929 
GUMMER.  JWP 

02772 
GUMUCIO.  J J 

06463* 
GUNAWARDENE.  KRW 

09724*  10513* 
GUNOALAKH.  AI 

07506 
GUNOLACH.  E 

06248 
GUNN.  A 
07980* 
GUNNING.  JC 

04318 
GONSTONE.  RF 

03306* 
GUNTER.  H 

07689 
GUNTHER.  O 

08597 
GUPTA.  BK 

08064* 
GUPTA.  ON 

07284*  09786 
GUPTA.  JP 

10751 
GUPTA.  PR 

08636 
GUPTA.  RK 

06951* 
GUPTA.  RL 

02864* 
GUPTA.  SC 

08890 
GUPTA.  SK 

08315 
GUPTA.  SM 

08876 
GUPTA.  SS 

08489 
GUPTE.  SP 

08636 
GURO.  FN 

03573   04858*  08522* 
GURO AN.  H 

10139 
GUREL.     G 

05352 
GURG.     FN 

08478* 
GURKAN.  KI 

061  11 
GURKOVSKAIA.  AV 

00247 
GURPINAR.  S 

05329 
GURSON.  CT 

04223 
GURVICH.  MM 

00888 
GURVICH.  RN 

06954 
GUSEV.  AI 

04321 
GUSEVA.  EP 

10149 
GUSEVA.  NG 

00872   03198 
GUST.  10 

02515*  02524   04375 
GUSTAFSON.  A 

10403* 
GUSTAFSSON.  BE 

08285*  09897 
GUSTAFSSON.  J 

04668 
GUSTAFSSON.  JA 
02044   02862* 
GUSTKE.  RF 

01863* 
GUTH.  PH 

06773 
GUTIERREZ     BLANCO.     H 

04146       07792        10475 
GUTIERREZ     SAMPERIO.     C 
0552  0 
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GUTIERREZ-TOPEXe,  G 

01659*  0166C* 
GUTIERREZ.  J 

00856 
GUTIERREZ.  LV 

06375*  10273* 
GUTMAN.  A 

06094 
GUTMANN,  RA 

09559 
GUTOROVA,  LD 

05631 
GUTS.  VM 

05064 
GUTSTEIN.  S 

01 197* 
GUTTIKAR.  MN 

01106 
GUTTMAN.  FM 

07224 
GUTTMANN.  FM 

09267 
GUY.  MJ 

07249* 
GUV.  SK 

0  6918* 
GUYER.  Pe 

03039 
GUZOVATSKER.  RM 

04317 
GWINN.  JL 

05730   07862   08663   09269 
GYENES.  G 

00770* 
GYEPES.  MT 

05867 
GYERGYAY.  F 

08831 
GYCNGYOSI.  G 

00965 
GYONGYOSSI.  G 

02061   02365 
GYR.  K 

04773* 
GYULA.  S 

08897 
GZGZIAN.  DM 

00153   00154   06383 

HAABREKKE.  0 

0746S 
HAAS.  R 

07660 
HAASS.  F 

0  8597 
HABANEC.  B 

01755 
HABENICHT.  E 

04753 
HABERAL.  M 

07525 
HA8ERICH,  FJ 

09163 
HABERICH.  H 

04966* 
HABIB.  MA 

05711 
HABIBULLA,  KS 

10165* 
HABR  GAMA.  A 

05957* 
HACKMAN.  R 

00037* 
HADCHOUEL.  P 

04290   09787 
HAOOAD.  J 

0  0619 
HADOAOIN.  AJ 

05723* 
HADDOCK.  BA 

0  20  IE 
HAOENGUE.  A 

01364 
HADIDIAN.  HA 

04257* 
HADJIGECRGIOU.  E 

05003 
HADJIYANNAKIS.  EJ 

10825 
HADORN,  B 

00628*  01156*  02328*  02658 

10103* 
HAOZIC.  N 

0S263* 


HADZIEV.  D 

02296   05791 
HADZISELIMOV IC.  H 

0  1823 
HAEHNEL.  P 

09415 
HAELTERMAN.  EO 

00535   00S36 
HAEMMERLI.  UP 

06185*  06186* 
HAENEL.  H 

01  167 
HAENSZEL.  W 

05017* 
HAFERKAMP.  O 

04277* 
HAFF,  RC 

00763*  04430 
HAFFNER.  J 

0S479 
HAFNER.  CD 

04174 
HAFSTROM.  L 

03756*  06971* 
HAFSTROM.  LO 

00239* 
HAFT.  DE 

10019* 
HAFTER.  E 

06677 
HAGEMANN.  H 

10359 
HAGEMANN.  PF 

04024*  04673*  04674*  05607* 
HAGER  MALECKA.  B 

09856 
HAGER.  HJ 

10520 
HAGERMAN.  LM 

09912*  09919*  10030* 
HA6ERSTRAND.  I 

00203*  00698* 
HAGGENDAL.  J 

01848 
HA6HIGHI.  P 

08588   10813* 
HAGHSHENAS.  M 

08588 
HAGIESCU.  L 

01592 
HAGIHARA.  B 

02465 
HAGLEITNER,  E 

07146 
HAGUENAUER.  JP 

01291 
HAHN.  P 

09177 
HAHNLOSER.  P 

03508 
HAIDER.  SA 

06258* 
HAIDERER.  O 

07563 
HAIG.  THB 

00178*  00641*  01473 
HAIM.  S 

06923 
HAIMQFF.  H 

07744 
HA I MOV.  M 

09395 
MAIN.  B 

10377 
HAINING.  JL 

06467 
HAITOV.  A 

07510 
HAJOU.  I 

02116 
HAJOU.  SI 

09300* 
HAJJAR.  JJ 

02056*  09035 
HAJRA.  AK 

07417 
HAKANSCN.  R 

00152*  04594   05488*  05493* 

07280*  07296*  09094 
HAKIM.  J 

10757 
HAKOSALO.  J 
06960* 


HALABI.  M 

01259   05778 
HALARIS.  AE 

02262*  02707* 
HALASZ.  N 

07217 
HALAMA.  B 

01904   10709 
HALBHUBER.  KJ 

09899 
HALBRITTER,  R 

04530* 
HALE.  HW  JR. 

07620* 
HALE.  JE 

00567* 
HALEK.  J 

106S8 
HALGRIMSON, 

10694* 
HALGRIMSON, 


07503   09271 


cc 


CG 


02432*  04270*  08761*  09641* 
HALJAMAE,  H 

09923* 
HALKIN.  H 

10734* 
HALL.  AD 

01026*  01960* 
HALL.  FF 

01196* 
HALL.  GH 

06926* 
HALL.  HO 

00023 
HALL,  JE 

04945 
HALL,  K 

01278 
HALL.  P 

03779 
HALL.  B 

03912*  07728* 
HALL.  RC 

05309   09804*  09805* 
HALL.  RR 

06963* 
HALL.  WH 

02256*  08389* 
HALLBERG.  MC 

01086* 
HALLENBECK.  GA 

00470   01356 
HALLER.  JA  JR. 

05883   07541* 
HALLER.  JD 

01610* 
HALLER.  PH 

02029 
HALLER,  R 

08382 
HALLEWELL.  JD 

00364* 
HALLIDAY.  P 

03776 
HALLINAN.  T 

07371 
HALLMAN,  GL 

01610* 
HALLMAN,  N 

09665 
HALPERIN,  HH 

03770 
HALPERN.  A 

02867   02879   03364 
HALSTED.  CH 

02888*  05454*  06506* 
HALTALIN.  KC 

02610* 
HALTER.  F 

00625*  02801   03243   03246 

10492 
HALVER.  JE 

08265 
HALVORSEN.  JF 

10118*  10666 
HAM.  JM 

00663* 
HAMAMOTO.  K 

05647*  05652*  07491*  08292* 
HAMANN.  P 

02307 
HAMBER.  G 

07617* 


HAMSERGER,  L 

01 159* 
HAMEEDI.  AA 

02545 
HAMELIN.  L 

06564 
HAMELMANN.  H 

09275 
HAMERIJCK,  M 

03369 
HAMILTON,  F 

02471 
HAMILTON.  JG 

01955*  03775 
HAMILTON.  JR 

00507*  08626 
HAMILTON.  JW 

02068 
HAMILTON.  MA 

0554  1* 
HAMILTON,  RF 

02048* 
HAMILTON.  WS 

04988 
HAMLIN.  EM 

08779 
HAMMAR.  UB 

09161 
HAMMARSTROM.  S 

014S8* 
HAMMERL.  H 

08820 
HAMMERTON,  K 

09142 
HAHMON.  JW  JR. 

04  844* 
HAMMOND.  J 

04344*  08846* 
HAMMOND.  JA 

01790 
HAMMOND.  DIG 

06970* 
HAMOUOI.  AB 

00635   00636 
HAMPEL.  KE 

09428* 
HAMPERL.  H 

01515 
HAMPRECHT.  B 

03774 
HAMURO.  Y 

10028* 
HAMVAS,  J  J 

03441 
HANAFEE.  W 

034SS* 
HANAOKA.  M 

01  184 
HANASH.  KA 

U1494* 
HANBACK.  LD  JR. 

00516 
HANBERG  SORENSEN.  F 

01626* 
HANCOCK.  BO 

09418 
HANCOCK,  RJ 

02301 
HAND.  WL 

07450* 
HANOA.  N 

0661 1* 
HANDLE.  H 

08137* 
HANDSCHUMACHER.  RE 

10047* 
HANEL.  HK 

07834* 
HANELIN.  J 

07632 
HANEY.  MJ 

04165 
HANKS.  CT 

05484 
HANLEY.  PH 

00600   09508* 
HANNEMANN.  G 

09151 
HANNINEN.  O 

01166   02869* 
HANNON.  JP 

09945* 
HANNON.  R 

08840 
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HANOUNE.  J 

HARDY.  RN 

06462*  07321*  07396 

00043*  02749 

HANSCOM.  OH 

HARE.  0 

06680* 

09030 

HANSELL*  J 

HARELL.  GS 

02A09* 

06522 

HANSEN.  A 

HARGREAVES,  FD 

08918 

05247 

HANSEN.  BF 

HARGREAVES.  R 

05046 

08247* 

HANSEN.  ER 

HARGREAVES.  T 

05643* 

03462*  06108 

HANSEN.  HE 

HARICHAUX.  P 

09634* 

00120   00996 

HANSEN.  JDL 

HARIKUL.  S 

05946* 

03338* 

HANSEN.  OH 

HARINASUTA.  U 

03069 

04326* 

HANSEN.  SH 

HARING.  R 

07722 

04479   08409   08410 

HANSEN.  VUG 

HARLAND.  WA 

04810 

02352* 

HANSKI.  W 

HARLOW.  MC 

05953* 

05958* 

HANSKY.  J 

HARMON.  J 

01909*  02222*  03046*  04606* 

04839 

05646*  06413*  08481*  10258 

HARMS.  K 

10275* 

05641* 

HANSON,  e 

HARNED,  RK 

09734* 

03887 

HANSON.  BA 

HARPEL.  P 

04417* 

00452* 

HANSON.  OJ 

HARPER,  AA 

06897 

06427* 

HANSON.  R 

HARPER.  PS 

01902* 

00362* 

HANSON.  RF 

HARPER.  RMJ 

0  6437*  07978* 

00362* 

HANSON.  RW 

HARPEY.  JP 

03696 

04281    06197 

HANSON.   TL 

HARRER.  WV 

01984 

02322*  03236 

HANSON.  V 

HARRI.  J 

08805 

00363* 

HANSON.   MR 

HARRI.  MP 

03802* 

00215 

HANSSON.  E 

HARRIES.  JT 

09718 

07106* 

HANSSON.  L 

HARRIS.  AS 

07021 

07575 

HANTAK.  1 

HARRIS.  J 

00674 

0  1728   03285*  09392 

HAOT.  J 

HARRIS.  JB 

06939 

09977* 

HARA.  Y 

HARRIS,  JR 

03977 

01826 

HARADA.  Y 

HARRIS,  LD 

03711* 

02992* 

HARAIKAWA.  H 

HARRIS,  OO 

00810 

04394* 

HARAUAMBIE.  G 

HARRIS.  RE 

01191 

08703 

HARB.  JM 

HARRIS.  SH  JR. 

08734 

05830* 

HARBEBICH.  FJ 

HARRISON.  AR 

09920* 

07696 

HARD.  GC 

HARRISON.  OO 

07043* 

06512* 

HARDCASTLE.  JO 

HARRISON.  GG 

01006   09048   10446 

07840* 

HARDCASTLE.  PT 

HARRISON.  HE 

05439* 

06785 

HARDEN.  RM 

HARRISON.  KG 

07470   08157 

04734 

HARDIN,  VM 

HARRISON.  L 

C3360 

02789* 

HARDING,  R 

HARRISON,  LA 

09039* 

05499* 

HARD  I  SON,  WG 

HARRISON.  RC 

02834* 

00260*  01905*  01906 

HARDISON.  WGM 

05831*  09186*  09991 

10020* 

HARBOWER.  HW 

HARDONK.  MJ 

00469 

01118 

HARRY.  DS 

HARDOUIN.  JF 

05157* 

0  5377 

HART,  HC 

HARDWICK,  CF 

02952 

02500 

HART.  J 

HARDY.  JD 

04414*  09800* 

00360* 

HARTEL.  M 

HARDY.  KJ 

10492 

03546*  C3614   10671* 

HARTEL.  W 

HARDY.  MA 

04677   07605 

02589 

HARTHILL.  JE 

06411* 
HARTIALA.  K 

0021S 
HARTIG.  W 

02625 
HARTL.  H 

09862 
HARTLEY.  RA 

04380* 
HARTMANN,  W 

05095* 
HARTNAGEL.  RE 

01087* 
HARTNER,  AM 

01851 
HARTROFT.  WS 

02471 
HARTWEG,  H 

1  0449 
HARTWELL,     WV 

04721   07077 
HARTWICH.  G 

03087 
HARTWIG.  H 

01278 
HARVENGT.  C 

05869 
HARVEY.  RF 

01336*  04467 
HARWELL.  L 

02350* 
HASAN.  SH 

08774   09137* 
HASE.  T 

04864 
HASELDEN.  FH 

03533 
HASENHAGER.  B 

0551  5 
HASHIHIRA,  S 

10551 
HASHIM,   SA 

04101 
HASHIMOTO.  A 

00528 
HASHIMOTO.  K 

03576   06377*  06426* 
HASHISH,  S 


M 


B 


MA 


MA 


JB 


02669 
HASHMONAI  . 

02250* 
HASLAM,  DR 

08950 
HASNAIN,  SH 

03412 
HASPER, 

00277 
HASSAB, 

01488* 
HASSAN. 

03127* 
HASSE.  J 

1  0444 
HASTBACKA, 

06190* 
HASTINGS. 

00956* 
HASTINGS, 

1  079  3 
HASUMURA.  Y 

04325*  05145* 
HASUNUMA.  T 

01389 
HATHAWAY.  AE 

04691*  09726* 
HATHORN.  MKS 

01835* 
HATINA.  GV 

07400 
HATTORI ,  K 

08448 
HATTORI,  T 

01484* 
HAUCK,   FP  JR. 

03701* 
HAOFTOVA,  D 

02971 
HAUGG,  J 

0S683 
HAUGLAND.     T 

07141 
HAURANI,  FI 
05771* 


HAUSCHILO.  AHW 

07652* 
HAUSER.  JB 

00377 
HAUSER.  RL 

07269* 
HAUSSLER.  MR 

02065 
HAUST.  MD 

07826* 
HAUTCOEUR.  P 

03367 
HAUTEFEUILLE.  P 

00620   04431 
HAUTON.  J 

03491* 
HAUZEUR.  F 

05633* 
HAVEL,  RJ 

08926 
HAVERLING.  M 

03854 
HAVIA.  T 

03625*    04114*    04  115*     10498 
HAVIS.     T 

10431* 
HAVIVI.  E 

05443* 
HAVLIK.  J 

07174 
HAWK.   WA 

03564   05944*  06023*  09685 
HAWKES.  RA 

02550   05246 
HAWKINS.  CF 
01549   02081*  03545*  05863* 
09482* 
HAWKS.  A 

03745* 
HAWKSWORTH.  G 

01415* 
HAWLEY.  PR 
00572*  01307   01417*  01418* 
01441 
HAWQRTH.  E 

01924 
HAWORTH.  JC 

02328*  06975* 
HAWTHORNE .  JN 

00177*  04620* 
HAWTREY.   AO 

05459 
HAYAKAWA.   H 

09367 
HAYAKAWA.   T 

01  198* 
HAYAMI  .  A 

03428 
HAYASAKA.      H 

06807 
HAYASAKI.  N 

06468 
HAYASHl.  H 

01457*  07827*  07947 
HAYASHl.  K 

0371 1* 
HAYASHl.  T 

0471  8 
HAYASHl.  Y 

02576* 
HAYASHIDA,  T 

02957   10462 
HAYEE.  A 

02693 
HAYES, 
03947 
HAYES. 
01706 
HAYNES. 
03125* 
HAYNES. 

10793 
HAYNIE, 

05704 
HAYHY.  P 

05982 
HAYS.  DM 

09111*  09269 
HAYSLETT.  JP 

09659 
HAYTER.  CJ 

0654  1* 
HAYWARD,  RH 
05726 


MF  JR. 


WT 


TP 
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HAZARD.     B 

07183 
HAZRA.     OK 

07681 
HEADING.     RC 

06369* 
HEALD.     RJ 

05886        08646* 
HEALEY.     WV 

06068* 
HEANEY.     RP 

00978 
HEARN,    D 

00509*    04923 
HEATH.     T 

00167        09001* 
HEATH.     TJ 

04659 
HEATON,     JW    JR. 

02100*     09483* 
HEATON.     KW 

03186*    04634* 
HEATON.     ST 

03186*     04634* 
HEBERT,     S 

02022        09720 
HEBESTREIT,     HP 

10186        10187 
HEBY.     O 

02854* 
HECHT.     HL 

02961 
HECHT.     Y 

01S98   03470 
HECK,  J 

09340 
HECK.  LL 

01203* 
HECKER,     R 

0  52  12* 
HECKER.     WC 

0  5384 
HECKETSWEILER.  P 

06799*  06800*  09473 
HECTOR.  RM 

02252* 
HEDENSTEDT,  S 

09422    10244 
HEDERMAN.  WP 

08838 
HEDGER.  RW 

03355* 
HEER.  E 

08860 


06137   07140 


HEINER.  DC 

O0S58 
HEINIGER.  HJ 

07347* 
HEINKEL,  K 

06674    10766* 
HEINMETS.  F 

10080 
HEINRICH.  HC 

08413 
HEINRICH,  P 

05718 
HEINTZE.  K 

01  188 
HEINZ.  C 

10246 
HEINZ.  F 

02872 
HEINZE,  H 

09956* 
HEIRWEGH.  K 

00228 
HEIBWEGH.  KPM 

02446*  03837 
HEISLER.  S 

01021* 
HEISSMEYER.  H 

03410   04650*  05589 
HEISTO,  H 

07943 
HEITMANN.  P 

05720* 
HEITSCH.  R 

00017* 
HEIZER.  WD 

00730*  04978* 
HEJDUK.  LJ 

02838* 
HE  J  HAL.  L 

09417 
HEJNAU.  J 

09417 
HELANDER.  H 

06341* 
HELANDER.  HF 

05409*  06342*  09984* 
HELCLI.  J 

07008 
HELD,  e 

00952* 
HELDENEEfiG.  0 

09756 
HELENON,  C 

01264 


08220*  08221* 


HENDERSON.  PT 

03748* 
HENDERSON.  RO 

02186*  02997*  05473 
HENDERSON,  RM 

04578*  05414* 
HENDREN.  WH 

01502   03147*  08830* 
HENDRICKX.  A 

00788 
HENDRICKX.  J 

00788 
HENDRIX.  TR 

02888*  05637*  06506*  10138* 

10182 
HENDZEL.  T 

05277 
HENI.  N 

07336* 
HENIGST.  W 

09750 
HENKE.  G 

01637*  07888 
HENKIN.  RI 

02512* 
HENLEY.  KS 

05167 
HENLY.  WS 

05029 
HENNEOUET.  A 

02420 
HENNICKE.  W 

07747 
HENNIG.  K 

0876S* 
HENNIGAR,  GR 

01303 
HENNING.  H 

01493*  10564* 
HENNING.  HV 

08632 
HENNING.  LC 

00908* 
HENNING.  N 

0I7S0 
HENRICH.   H 

09190* 
HENRICHS.  HR 

07894* 
HENRIKSON.  H 

07Q48* 
HENRION.  C 

07589 
HENRIQUE.  E 


HERMAN.  AH 

08219* 
HERMAN.  L 

02816*  04629* 
HERMAN.  M 

07  594 
HERMAN.  RH 

00233   03797*  OSoOl*  05618 

06513* 
HERMANEK.  P 

02600   03302   04880   05023* 

09562 
HERMANN.  RE 

03490*  07156*  09644* 
HERMES,  W 

01210 
HERMODSSON.  S 

07915* 
HERMON  TAYLOR.  J 

09962 
HERMON- TA YLOR .  J 

01864*  06925* 
HERMQS,  JE 

02319* 
HERMRECK.  AS 

01065 
HERMS.  HJ 

00334 
HERNADI.  F 

09610 
HERNADV.  T 

06931    09674 
HERNANDEZ  HERNANDfcZ.  J  A 

00416 
HERNANDEZ  MEYER,  C 

08049 
HERNANDEZ  PEREZ,  O 

04656 
HERNANDEZ  RICHTER.   HJ 

09565 
HERNANDEZ.  C 

02954   03381 
HERNANDEZ.  F 

00401 
HERNANDEZ .  H 

09293* 
HERNANDEZ.  J 

03  54  2 
HERNANDEZ.  L 

05661 
HERNANDEZ.  MH 

02051*  02059 
HERNBERG.  J6 

08297 


HE FT MAN. 

WR 

HELFMAN.  EL 

03437 

HERNELL.  0 

04831 

02436* 

HENRIOUEZ,  CA 

05214* 

HEGARDT. 

FG 

HELL.  E 

00589 

HEROLO.  HJ 

04415*  0S29E* 

10041*  10062*  10511* 

HENRY-BIABAUD,  E 

00840 

HEGER.  N 

HELL.  K 

03914 

HEROUT.  V 

02147   08563 

03869* 

HENRY,  E 

09706 

HE  GEW  AL  D  . 

G 

HELLEMAN.  PW 

00374 

HERR.  F 

04338 

01497* 

HENRY.  K 

02032   06401* 

HEGGARTY. 

HJ 

HELLEMANS.  J 

08519* 

HERRAOORA.  L 

06264 

00099   C0993   02994* 

06846     HENRY.  X 

07889 

HEGGL  IN. 

J 

HELLER.  RF 

00638 

HEHRERA  ROJAS. 

JJ 

03070 

06195* 

HENTGES.  DJ 

04200 

HEGSTED. 

DM 

HELLER.  W 

01773 

HERRERA.  AF 

01672*  C 

1ES41* 

08549 

HENZEL.  JH 

04725* 

HEIDBPEDER.  GA 

HELLERSTEIN.  S 

05289* 

HERRERA.  MG 

09755 

04480 

HEPNER.  GW 

0S541 * 

HE  I  DEL,  C 

HELLMAN.  L 

05440* 

HERRING.  E6 

01596 

00765* 

HEPP.  J 

04213 

HEIDENBLUT,  A 

HELLSTROM.  K 

04431    07995 

HERRI NGTON.   JL 

JR. 

05681 

0971 1  * 

HERBA.  MJ 

00504*  03936 

05844   09425* 

HEIFETZ. 

CJ 

HELLTHALER.  G 

06551 

10196* 

07663 

02903   10108 

HERBERT,  V 

HERRMANN.  M 

HE ILMAN. 

RD 

HELMAN.  PA 

05440* 

01821 

04562* 

02494* 

HERBST,  J 

HERS,  HG 

HEILMANN, 

K 

HELMS.  M 

03022   04681 

05577   07463* 

CS160 

09782* 

HEPCZEG,  B 

HERSEY,  SJ 

HEILPERN. 

P 

HELMY,  O 

00067* 

03714* 

02865 

02669 

HERDT,  JR 

HERSH,  LB 

HEIMBACH. 

DM 

HELPAP.  B 

04460* 

07359 

02616* 

02510    02874 

HERER,  GR 

HERSH,  T 

HEIMBERG, 

M 

HELWING.  E 

02419 

00981*  01679* 

01680*  05340* 

09162 

00289 

HERERA  BABOT,  G 

05657*  06077 

06533*  10696* 

HEIMBUR6, 

,  P 

HEMET.  J 

00690 

HERSHBERG,  R 

09666 

03299    10686* 

HERFORT.  K 

05648* 

HEIMLICH, 

HJ 

HEMS.  OA 

03304* 

HERSHKO.  C 

1 0159* 

08216* 

HER  I.  M 

05156* 

HEINE.  MW 

HENDERSON,  A 

02943 

HERTEL.  EU 

00952* 

04672* 

HERING.  K 

04301    10600 

HEINE.  WC 

HENDERSON,  IC 

10798 

HERTER.  FP 

06487 

02885 

04735   10437* 

''.«<ryx«ls«iieiC'. 


03400   06116 


HERTZ.  R 

09292* 
HERTZBERG,  JN 

07789* 
HERY,  0 

01218 
HERZ.  R 
04292* 
HERZBERG.  GR 

09033 
HERZ06,  B 

04143 
HERZOG.  J 

05527* 
HESCH.  RD 

05515   08632   09092* 
HESCHL.  R 

1  0208 
HESLIP.  PG 

06535*  06566 
HESS.  W 

05107   06244 
HESS.  WR 

03397 
HESTERN.  CL  JR. 

10502* 
HEUCK. 
02958 
HEULLY.  F 

08707   09212* 
HEUMANN.  G 

04986 
HEUMANN.  H6 

05481 
HEUSCHELE.  WP 

03397 
HEUSGHEM.  C 

05220*  10689* 
HEWITT.  RL 

06101 
HEWITT.  RR 

0274  0* 
HEYDENRYCH.  JJ 

07534* 
HEYER.  E 

05390 
HEYMANN.  E 

03788 
HEYMANN.  H 

00289 
HEYMER.  B 

04277* 
HEYROVSKY.  A 

03304* 
HEZEZ.  6 

02985 
HIASA.  Y 

07906 
HIATT.  RB 

06372*  06373* 
HICKENBOTTCM.  RS 

05538* 
HICKMAN.  R 

06973*  07840*  09334 
HICKS.  R 

05022* 
HICKS.  RE 

04219* 
HIDALGO.  F 

03001* 
HIDAYAT.  MA 

05144* 
HIOAYET.  M 

08782 
HIOER.  RC 

02891* 
HIERHOLZER.  WJ  JR. 

09725* 
HIETALA.  O 

07050* 
HIETANEN.  E 

01166   02889* 
HIGARI.  K 

00163 
HIGASHI.  O 

02649 
HIGASHIURA.  T 

04720 
HIGGINS.  G 

05139*  05140* 
HIGGINS.  GA 

02348*  02378 
HIGGINS.  HP 
08299 


HIGGINS.  JA 

03601*  04906   05848 
HIGGINS.  JT  JR. 

08114* 
HIGGINSON.  J 

02459 
HIGH.  WL 

03714* 
HIGHT.  O 

0S341* 
HIGHTOWER.  NC 
01198*  01947 
HIGHTOWER.  NC  JR. 

00115   04622* 
HIGSON.  CJ 

05410* 
HIGUCHI.  T 

03104   08418 
HIKI.  Y 
08291* 
HIKITA.  T 

03105 
HILBE.  6 

09306 
HILBERG.  RW 

04379* 
HILDERMAN.  HL 

00739* 
HILEY.  PC 

01676* 
HILL.  DC 

02869 
HILL.  DJ 

09686 
HILL.  FWG 

00559   05099* 
HILL.  JR 

00588   04119* 
HILL.  K 

05412*  09335 
HILL.  LO 

00382   01271* 
HILL.  MJ 

01415*  08576   09579 
HILL.  MQ 

02178 
HILL.  RB  JR. 

02842* 
HILLAM.  JO 

00804 
HILLBOM.  ME 

06440*  09056   09128* 
HILLE8RAND.  A 

08818 
HILLEMAN.  P 

06874 
HILLEMAND.  B 

02246 
HILLEMAND.  P 

06594   08611    10375 
HILLER.  HH 

0451  1 
HILLMAN.  HS 
09640*     02631 

HILLS.  L 

07112* 
HILSHEIMER.  R 

07652* 
HILTON.  HO 

00602 
HILWEG.  O 

05776 
HIMAL.  HS 

01162   04665 
HINE.  CH 

01558*  05210* 
HINES.  C  JR. 

06073* 
HINES.  JR 

04194   0761 1 
HINES.  WB  JR. 

05664 
HINMAN.  J 

10697 
HINS.  C 

05033 
HINSE.  CM 

04639* 
HINSHAW.  06 

05827* 
HINSHAW.  JR 

05021* 
HINSMAN.  EJ 
00536 


HINTZ.  G 

10285* 
HINTZ.  HF 

09021* 

HIN2.  M 

04628* 

HIPPE.  E 

01651*  03604*  10081 
HIRABAYASHI.  H 

08454 
HIRAI .  Y 

04788 
HIRAKI.  V 

01039 
HIRAMATSU.  S 

00073 
HIRASAWA.  Y 

08452 
HIRASHIMA.  T 

01293   10174 
HIRATA,  K 

06914   09259 
HIRAYAMA.  C 

03457*  06314*  10714* 
HIRIGOYEN.  P 

06099 
HIROKADQ.  K 

1021  5 
HIBOOKA.  M 

06363 
HIROSE.  S 

08449 
HIROEHIGE.  K 

06314* 
HIRSCH  K0L8.  H 

05464 
HIPSCH.  F 

05032 
HIRSCHBERG.  SE 

03753* 
HIRSCHMAN.  SZ 

07093* 
HIRSCHOWITZ.  BI 
01027*  01920*  02221*  06342* 
06683*  07281*  09061*  09063* 
09064*  09065*  09066*  09067* 
09976* 
HISAMATSU.  T 

05825* 
HISAMICHI.  S 

03951    08435 
HISAZAKI.  M 

02267* 
HISLOP.   IG 

04696*  05006*  09406 
HISPCH.  J 

07209* 
HISS.  H 

03264 
HITTNER.  I 

05330 
HIVET.  M 
00685   03097   04473   04837 
08002   08514   08723*  06732 
09629 
HJORTSHOJ.  A 

09502 
HLADIK.  CM 

07212 
HLAVATA.  E 

04272* 
HO.  J 

02847* 
HO.  W 

01155* 
HO.  YH 
02037 
HOANCA.  0 

05202 
HOANG.  ND 

09432* 
HOBBS.  BB 

01270 
HOBBS.  JR 

09498 
HOBLINGER.  KH 

09782* 
HOBSLEY.  M 

00139*  01301*  03127* 
HOBUSCH.  D 

10005* 
H0CH6ERG.  MS 
02745* 


HOCHMAN,  JS 

08775 
HOCKERTS.  T 

07778 
HODGES.  RE 

03554 
HOOGKIN.  GKH 

00457* 
HODGKINSON.  R 

07067 
HOEFFEL.  JC 

05822*  07273   09043 
HOENCAMP.  B 

01246 
HOENIG.  V 

02038 
HOERR.  SO 
03490*  05772*  06241    06691* 
09366   10338* 
HOF  .  J 
09576 
HQFF.  A 
04918* 
HOFFBRAND.  AV 

00548*  02609*  02746*  06830 
HOFFMAN.  DC 

02403* 
HOFFMAN.  F 

04727* 
HOFFMAN.  HN 

04070* 
HOFFMAN.  HN.  II 

08743* 
HOFFMAN.  NE 
01640*  02747*  04609*  06424* 
07255*  08117* 
HOFFMANN.  DC 

04173 
HOFFMANN.  E 

03894   03895   04928 
HOFFMANN.  H 

00074 
HOFFMANN.  HG 

09762 
HOFFMANN.  K 

02202   06185* 
HOFFMANN.  W 

08000 
HOFFMEISTER.  E 

10188 
HOFMAN.  AF 

01138 
HOFMAN.  AM 

04171 
HOFMAN.  L 

05630 
HOFMANN.  AAF 

08755* 
HOFMANN.  AF 
01036*  02638   04543*  05640* 
06257*  10762* 
HOFMANN.  S 

05412* 
HOGAN.  WJ 

06567* 
HOGBEN.  CAM 

01048 
HOGSBRO  OSTERGAARD.  A 

00522 
HOGUE.  DE 

09021* 
HOHENWALLNER.  W 

02875 
HOHER.  PG 

10664 
HOHF.  RP 

03909* 
HOHMANN.  H 

06583 
HOJO.  Y 

08369 
HOKKANEN.  O 

07892* 
HOLAN.  T 

07872 
HOLBOROW.  EJ 

06830 
HQLDEN.  WO 

02377 
HOLDSTOCK.  OJ 

03689 
HOLDSWORTH.  CO 
10414* 
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HOLE.  O 

05436* 
HOLGERSEN,  LO 

00574*  01650*  04441   09530 
HOLICK.  MF 

03627*  03808 
HOLLAND.  PV 

04374   OeSSS   07924   09733* 
HOLLAND.  R 

00129 
HOLLANDER.  O 

00947*  06065* 
HOLLANDER.  W 

02482 
HOLLANDERS.  D 

00445*  06701* 
HOLLE,  F 

08137*  09059*  09993* 
HOLLE.  G 

10282* 
HOLLENDER.  LF 

06057   06756   06806   06895 

07732   07818   08357   09621* 

10532* 
HOLLER.  H 

02808 
HOLLMANN.  W 

01754 
HOLM.  C 

1050  4* 
HOLMAN.  GO 

08118* 
HOLMAN.  ME 

01893 
HOLMBERG.  B 

09046 
HOLMDAHL.  KH 

01386 
HOLMES.  AW 

01652*  04293   079C9*  09717* 
HOLMES.  EJ 

09514* 
HOLMES.  JE 

02047* 
HOLMES.  JT 

03631*  06309* 
HOLMES.  R 

06357 
HOLMES.  SL 

10786 
HOLMES.  TW  JR. 

07537* 
HOLMES.  WN 

09034 
HOLPER.  JC 

02935 
HOLSCHER.  AA 

03880 
HOLSCLAW.  OS 

06754 
HOLSINGER.  JW  JR. 

02656 
HOLSTVOOGD.  L 

08141* 
HOLT.  JM 

00453* 
HOLTHUSEN.  W 

03025 
HOLTMEIER.  HJ 

10610 
HOLTZ.  S 

04462* 
HOLTZAPPLE.  P 

04079* 
HOLTZAPPLE.  PG 

02738*  09179* 
HOLUB.  BJ 

07424   09149 
HOLUB.  K 

04027 
HOLUBEC.  K 

09882 
HOLOBITSKV.   IB 

00260*  01905*  01906*  05508* 

09994* 
HOLZBACH.  RT 

0  1066*  05249 
HOLZEL.  A 

02686 
HOLZEL.  W 

07848 
HOLZNER.  JH 

09144 


HOMATAS.  J 

02429* 
HOMER.  GM 

09620* 
HOMMA.  N 

10115* 
HOMMES.  FA 

04510*  05566   07405 
HOMOTH.  HU 

07468 
HONDA.  0 

04323 
HONpA.  T 

06305* 
HONDA.  V 

07837* 
HONG.  R 

09497 
HONIG.  LJ 

05010* 
HONJO.  I 

05645*  05647*  06050*  09130* 
HONOUR.  JM 

05611 
HOOD.  J 

03554 
HOOD.  RM 

05727 
HOOKE.  KF 

05820*  09291* 
HOOPER.  PA 

04564 
HOOTKIN.  LA 

10138* 
HOPE.  J 

00909* 
HOPKINS.  BE 

07466* 
HOPKINS.  GB 

00886 
HOPKINS.  JE 

03234 
HOPKINSON.  BR 

02920* 
HOPPE  SEYLER.  F 

07411 
HOPPER,  AF 

05606* 
HOPPS.  HE 

00721 
HOPTON.  D 

09798*  10152   10759* 
HORA.  F 

00775* 
HORAK.  J 

10656 
HORAK,  W 

03755* 
HORAKOVA.  Z 

07262* 
HOROER.  MH 

10592 
HORDINSKY.  BZ 

06212* 
HOREAU.  J 

07102 
HORECKER.  BL 

07407 
HOREJSI.  J 

02546   08318 
HORGAN.  JH 

09965 
HORI.  A 

09678 
HORIE.  A 

02816* 
HORIE.  Y 

06441* 
HORIUCHI.  N 

03310 
HORKY.  O 

07206* 
HORKY.  J 

02886   06442* 
HORKY.  K 

06276 
HORLER.  AR 

00751 
HORLICK.  L 

03643* 
HORMIA.  M 

02390 
HORN.  DB 

03107 


HORN.  L 

02041 
HORN.  RC  JR. 

05014* 
HORN.  U 

07395 
HORNADY,  G 

00049* 
HCRNBROOK,  KR 

00209   01103   05538* 
HORNS,  RN 

01984   07357 
HORNICK,  M 

03257 
HORNICK,  R 

01681* 
HORNICK.  RB 

02098*  03430*  08963 
HORNSEY.  S 

00026 
HORNTPICH.  J 

08887*  09400   09825 
HORNYAK,  B 

03169 
HORNYCH.  A 

06346* 
HOROWITZ.  JJ 

02455 
HOROWITZ.  L 

05687 
HOROWITZ.  Ml 

03705* 
HOROWITZ,  SA 

09298* 
HORPACSY,  G 

01732 
HORRAX,  TM 

07160 
HORROCKS.  JC 

10632 
HORST.  HG 

08863 
HORSTMANN,  HJ 

00726 
HORTA.  E 

02336* 
HORTA.  eo 

07712* 
HORTON.  BJ 

05550* 
HORTON,  JD 

05550* 
HORVAT,  Z 

00755 
HORVATH,  A 

06435*  06436*  07126   09636* 
HORVATH,  E 

03409*  06113 
HORVATH.  EJ 

04235*  09618* 
HORVATH.   I 

07217 
HORVATH.  J 

09447 
HORVATH.  N 

0  40  36 
HORVATHOVA.  J 

07126   09636* 
HORWITZ,  CA 

05672 
HOSAKA,  K 

06468 
HOSHAL.  VL 

02265* 
HOSHINO.  S 

01784* 
HOSKINS.  PA 

08629* 
HOSNI.  S 

07653 
HOSOYA.  N 

07448*  09176 
HOSSACK.  OW 

02630 
HOST,  WR 

10730* 
HOSTY.  TS 

02151 
HOTZ.  J 

07292* 
HOUCKE.  M 

02561    03540   08408   06948 
HOURANI ,  BT 

08779 


HOURDRY,  J 

09015   09016 
HOURIGAN,  KJ 

06193*  07560* 
HOUSE.  RK 

06064 
HOUSSAINT.  E 

09892* 
HOUSSET,  P 

03852   05662 
HOVEL! US.  L 

10241 
HOVNANIAN.  AP 

02358* 
HOWANIETZ.  L 

05805 
HOWARD.  CM 

00214 
HOWARD.  ER 

02357* 
HOWARD.  JM 

02413   02421*  03b34   09087* 
HOWARD.  PM 

01275 
HOWARD.  RJ 

00560   07976* 
HOWARD,  BO 

06591 
HOWAT,  JM 

03339* 
HOWDEN,  GF 

10160* 
HOWE,  LA 

03779 
HOWE.  RB 

00655*  05557* 
HOWEL-EVANS.  AW 

00362* 
HOWELL.  J 

01595 
HOWELL.  TR 

00371 
HOWELLS.  TH 

03632* 
HOWIE.  JGR 

02352* 
HOWITZ.  J 

0841  1 
HOWLAND.  WS 

01484* 
HOYL.  C 

02495* 
HOYLE.  C 

05615 
HOYUMPA,  AM  JR. 

02436*  10166* 
HRBEK.  M 

05310 
HRIBAR.  M 

02970   06552 
HRISOHO.  R 

01  107 
HRISTOVA,  M 

08100 
HROBONI.  T 

09773 
HROOEK .  O 

06126 
HROMEC.  A 

07820* 
HRU8Y,  VJ 

10001* 
HRYNIUK,  S 

04697 
HSIEH,  SC 

07514 
HSU.  CCS 

04390* 
HSU.  K 

06161* 
HSU.  SY 

00436* 
HUAN.  PH 

00047* 
HUANG.  JM 

04392* 
HUANG.  PWH 

01553 
HUANG.  S 

03424*  05150*  06163* 
HUANG.  SS      "i, 

04078* 
HUART.  M 

02136   02143 


:-:^^:-:-: 
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HUARTEi  CD 

HULTMAN,  E 

06225 

02853* 

HU8AY.  CA 

HUMBERT,  JR 

09519* 

08555 

HUBBERT.  WT 

HUME.  DM 

09870 

10582*  10588* 

HUBEL.  KA 

HUME.  HA 

00174*  10100* 

04303 

HUBNER.  A 

HUME,  B 

08313 

00319 

HLIBNERt  G 

HUMMLER.  H 

03103   05829* 

03418 

HUBNER.  R 

HUMPHREY,  CS 

05283 
HOBSCHER.  G 

03912*  10328 

HUMPHREYS.  MH 

08092 

07247* 

HUCHZERMEYER.  H 

HUMPHRY.  A 

07098 

01376 

HUCZEK  GLEBOCKl. 

J 

HUNDESHAGEN.  H 

08*67 

04713   08321 

HUODY,  RB 

HUNDSHAGcN,  H 

08870 

09674 

HUOEPOHL.  M 

HUNDSTAD,  AC 

02311    04938 

00018* 

HUDGINS.  PM 

HONERBEIN,  H 

03687   0*569* 

10127 

HUDSON,  G 

HUNG.  LV 

00925   02708* 

00047* 

HUDSPETH.  AS 

HUNGER,  J 

02241 

10188 

HUE.  L 

HUNIG,  R 

07*83* 

02679 

HUEBERS.  E 

HUNT.  AC 

06338 

07648* 

HUEBERS.  H 

HUNT.  AH 

06338 
HUEMER.  RP 

0  1646*  03463* 

HUNT.  DR 

04393* 

06649 

HUET.  PM 

HUNT,  G 

03386   0*531* 

04687 

01683* 

HUFNER.  M 

HUNT.  J 

05615   09092* 

03231 

HUFNER.  RF 

HUNT.  JN 

01  *30 

01862*  04590 

HUG.  CC  JR. 

HUNT.  T 

00098*  01860* 

08179* 

01638 

HUGGINS.  D 

HUNT,  TK 

0089*   01406 

05709 

0983*      00572*  01417* 

HUGHES,  J MB 

HUNTER,  CH 

07956* 

00869 

HUGHES.  JB 

HUNTER.  J 

10567* 

01993 

HUGHES.  SPF 

HUNTER.  PG 

09393 

02155 

HUGHES.  W 

HUNTER.  RL 

0*729* 

05205 

HUGHES.  WS 

HUNTLEY.  CC 

0*079* 

00877 

HUGON.  J 

HUPE,  K 

05616   05873 

05949* 

07802 

HUGON,  JS 

HUPFAUER.  W 

027*3*  06311* 

10379 

08834 

HUGUET,  C 

HUPLl  ,  V 

0*1S0 

04703* 

HUGUET,  JF 

HUREAU,  J 

03282 

05798   06874   07158 

HUGUET.  R 

HUREZ,  D 

03201 

04976* 

HUGUIER.  M 

HURLEY.  JP 

00662*  05743 

07593 

09541      09730* 

09P48*  10*32* 

HURTER,  J 

HUIJING.  F 

06128 

087S6* 

HUBTUBISE,  M 

HUISJES.  HJ 

06664 

0607** 

HURWITZ,  A 

HUIZENGA.  KA 

06348*  09525* 

00621    06918* 

HURWITZ.  LJ 

HUKUHABA,  T 

03061*  07626*  10424 

01892   01901 

03685 

HURWITZ,  B 

t-ULCHER.  FH 

0  5921* 

07351* 

HUSAKOVA,  A 

HULL.  AR 

00210   00212 

0  5221* 

HUSANU,  E 

HULL,  EW 

08424 

01521 

HUSBERG,  B 

HUlME  MOIP,   I 

00698* 

1  0327 

HUSSAR.  AE 

HULSEY,  ES 

00982* 

03696 

HUTANEN.  H 

HULSMANN,  WC 

10706 

00230*  06760*  09169* 

HUTCHER,  N 

HULTEN,  L 

08479* 

07787*  09037*  090*1 

10428*   HUTCHER,  NE 

1060** 

06737* 

1  0787 


01969*  033*6* 


HUTCHIN.  P 

01173* 
HUTCHISON,  JMS 

1008* 
HUTH,  F 

021*5   06128   09729* 
HUTSCHENREITER,  J 

07219 
HUTSON.  O 

03*53* 
HUTT.  MSR 

0*295   09581 
HUTTEREB.  F 

007**   011*1 
HUTTEROTH.  T 

06539* 
HUVOS.  AG 

00629*  02*52 
HUYGHE.  J 

07771 
HYDE,  GA  JR. 

07876 
HYDE.  PM 

08240* 
HYLTOFT  PETERSON.  P 

0*779* 
HYMAN.  CJ 

00827 

HY  N  I  E  .  S 

00060* 

lACOMI.  G 

01*79 
lAKHONTOVA,  01 

07033   09*63   10542 
lAKOBSON,  GS 

10090 
lAKOVLEV.  01 

09266 
lAKOVLEVA,  MP 

09568 
lAKUBOVSKII,  EV 

06997 
lAKUSHIN.  VI 

06751 
lALONGO.  PL 

01  192 
lAMPOLSKAIA,  SA 

08072 
lANACONE,  JA 

05316 
lANFV,  AB 

08543 
lANSON,  Al 

05183 
lAPMARKOV,  LG 

10237 
lAROBKOVA,  NO 

00211 
lARTSEV,  SG 

03086 
lASINSKII,  AA 

07063 
lASKO.  AA 

09698 
lATBOPOULOS,  MJ 

01091* 
lAZOVA,  AK 

0*321 
IBAPRA,  P 

01235   01405   01766 
IBATA,  T 

02919* 
IBBERSCN.  O 

07591 
IBER.  FL 

03550 
IBORRA  BAVIERA.  J 

03160 
IBRAGIMOV,  AS 

06308 
IBRAGIMOV,   lAT 

01209 
IBRAHIM.  M 

02545 
IBRAHIM, 

02498 
IBSEN.  KH 

03047* 
IBUKA.  S 

00810 
ICHIHASHI. 
02267* 


WN 


ICHIKAWA.  H 

03957   07614 
ICHIMURA,  M 

04599* 
IDE.  H 

02999* 
IDELSON.  LI 

08771 
I  DEO.  G 

0048*   10043* 
lOJAOI.  F 

05773* 
lEMHOFF.  WGJ 

09169* 
lENClCA.  R 

06276 
IGARASHl.  T 

03146   03950 
I  GAR  I.  D 

02370 
IGEA.  C 

09178 
IGLESIAS.  AOE 

03283 
IGNACZAK.  L 

04475 
IGNATIEVA.  6V 

05248 
IGNATOVA, 
05135 


NV 


IHARA.  S 

03952 
IHASZ.  M 

0857  2 
IHRIG,  TJ 

07394 
I  10,  H 

01238   10636 
IITOYO.  N 

09176 
IIZUKA.  T 

09259 
IKEDA,  S 

0590  5   06666 
IKEGAMI.  F 

04325*  05145* 
IKEZAKI.  H 

03175 
IKORSKAIA.  RV 

05802 
ILASCHUK,   ID 

01614 
ILCHENKO.  VI 

08683 
ILEBEKK.  A 

0*221 
ILES.  RA 

09141 
ILIC,   I 

00494 
ILIE,  E 

00346   00497 
ILIE,  M 

03571 
ILIES,  A 

10823 
ILieSCO.  G 

03932 
ILieSCU,  G 

07559   08610   08751 
ILIEV.  A 

06295 
ILIEV.  I 

00S24 
ILLE.     H 
04848* 
ILLNER.     P 

02  04  0 
ILYINA     KAKUtVA,    EI 

01108 
I  MAI.     K 

02576*    08*99 
I  MA  I  .     T 

02218*    03907*     0b02* 
IMA  I.     Y 
02852* 
IMAIZUMI.     K 

06*76 
IMAMOGLU,      I 

05892 
IMASATO,     K 

01305       06*21        07585* 
IMBERT,     R 
08666       09372 
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IMHOFt  JW 

02952 
IMINA.  LV 

05623» 
IMLE.  K 

1  0599 
IMLER.  M 

03486   10701 
IMMIKHUIZEN,  MJT 

01410   04095   04964 
IMOTO.  T 

09651* 
IMPERATI,  L 

05852 
IMPICCIATORE.  M 

00011*  08150   09942* 
IMPROTA.  G 

01192 
IMRE.  J 

06S72   08367 
INAKURA.  M 

03840 
INAMOTO,  K 

04709 
INAMOTO.  Y 

08293* 
INBERG.  MV 
00363*  0362S*  04909   05749 
09244   09339   10077* 
INOOVINA,  I 

02953   C9031 
INGRAHAM,  RC 

03637* 
INGSTRUP.  H 

09251 
INKELESi  DA 

05874 
INOIATOV.  IM 

04193   05050   09569 
INOUE,  S 

00042*  01195* 
INOUVE.  B 

0  1564 
INTERONE.  CV 

02264* 
INTSE.  SA 

09571 
INUI.  H 

03310 
INUt.  N 

04297 
lOAN.  S 

10320 
lOANIOI.  R 

01046 
lOANIDIS.  R 

02273 
lOFFEE.  VS 

06954 
lONESCU-CARUS.  B 

01326 
lONESCU,  A 

06543   07006   08836 
lONESCU,  D 

04062 
lONESCU.  G 
01474   01475   04065   04825 
08459 
lONESCU.  M 

05366   06377   08736 
lONESCU.  S 

01042   05504* 
lORDACHEANU.  C 

09771 
lORIO.  A 

03979 
IPPEN.  H 

03402   10601 
IRANI.  FA 

05824* 
IRELAND.  AW 

04770* 
IRETON,  HJC 

03709* 
IRFANOGLU.  ME 

07036 
IBIYAMA,  K 

00597 
IRRMANN  RAPP,  C 

07567 
IRSIGLER.  K 

03416   07100 
IRVINE.  WJ 
01653* 


IRWIN.  GR.  JR. 
09725* 

IRWIN.  J 
01867   04567* 

IRWIN.  JWS 
10363 

ISAEV.  NM 
02295 

ISAIE.  D 
06006 

ISAKOV.  I 
04028 

ISAKOV,  JF 
05752 

ISARD.  HJ 
01294 

ISAZA,  J 
01917*  02249*  02762*  06378* 
07287*  08169*  08482* 

ISBASESCU.  A 
06176 

ISBISTER.  WH 
05781 

ISCH,  JH 
04436   0801 1* 

ISCHENKO.  WM 
10210 

ISCHENKO,  VP 
10625 

ISENBERG.  J 

08020* 
ISENBERG.  JI 

00444*  09944*  10101* 

ISERI.  OA 

04328*  10583* 
ISHAK.  KG 

07882 
ISHCHENKO,  MM 

04871 
ISHCHENKO,  VT 

06593 
ISHCHUK.  AG 

05793 
ISHIDA.  M 

03496* 
ISHIDATE.  T 

08428 
ISHIGAMI.  K 

08363 
ISHIGUCHI.  S 

06672 
ISHIHARA,  Y 

02913* 
ISHII.  K 

00632 
ISHII  .  M 

02080* 
ISHII ,  Y 

08291* 
ISHIKAWA,  E 

07344*  07444 
ISHIKAWA,  H 

03161 
ISHIKAWA,  K 

09651* 
ISHIKAWA.  T 

10219 
ISHIKURA,  H 

06807 
ISHIMCRI .  A 

01195*  03126*  04267* 
ISHIOKA,  S 

00754 
ISITMAN,  AT 

01241   01242 
ISMAGILOV,  6G 

10232 
ISMAILCV.  AI 

05308 
ISODA.  K 

10115* 
ISOKOSKI,  M 

10407* 
ISRAEL.  MA 

03780 
ISSA.  I 

01  181 
ISSELBACHER,  EJ 

05654* 
ISSFLBACHER.  KJ 

00730*  01158*  02513*  02890* 

02896*  03626*  04341*  04547* 

04635*  05605*  05648*  07453* 

08246*  08939*  09972*  10226 


ITABASHI,  HH 

JA8L0NOWSKI  ,  Z 

08334* 

01796 

ITAGAKI,  A 

JABLONSKI,  P 

02661 

02848* 

ITCHAD'IK,  FS 

JACK,  LD 

07299   08196 

09543 

ITO,  C 

JACKMAN,  RJ 

01933* 

08721* 

ITO,  K 

JACKSON,  8M 

01489*  02194   05652* 

00134*  04598* 

ITO.  N 

JACKSON,  BT 

01523   07906 

04648*  08006 

ITO,  S 

JACKSON,  FC 

00855   05410* 

01609*  10725* 

ITO,  Y 

JACKSON,  GF 

01060   01061   01135   01946 

04438 

02811    10249 

JACKSON,  H 

iTOH.  K 

06589 

07491*  08292* 

JACKSON,  JF 

ITOH.  2 

01992 

01914* 

JACKSON,  MJ 

ITORRIAGA.  H 

00940*  00941* 

03358 

JACKSON,  P 

lUCHI.  M 

06051* 

10636 

JACOB,  E 

lUCHTMAN,  M 

02791*  03700* 

06228 

JACOBI,  MA 

lUDIN.  II 

10395 

01461   08891   09464   09597 

JACOBS,  A 

lUKHTIN,  VI 

00036*  01073*  03622*  03634* 

0396S 

JACOBS,  B 

lUKHVIDOVA,  ZM 

02332*  02607* 

02406   07746 

JACOBS,  E 

lUSIPOVA,  NA 

01448   05034   09515* 

09763 

JACOBS,  FA 

IVANISEVIC,  B 

02062 

08892 

JACOBS,  G 

IVANQV,  e 

10436* 

04339 

JACOBS,  S 

IVANOV,  VV 

08746 

06383 

JACOBS,  SI 

IVANQVA,  SM 

02686 

02727 

JACOBS,  WH 

IVANOVIC,  E 

09213* 

08271 

JACOBSEN,  J 

IVANYI,  D 

01069* 

07221 

JACOBSON,  ED 

IVEY,  KJ 

02622   03710*  08116*  09186* 

00035*  00068   02096*  02744* 

09380*  10344* 

05833*  07290*  07579* 

JACOBSON.  MJ 

IWAHARA,  S 

04751 

04371 

JACOBSSON.  L 

IWAMOTO,  M 

08025 

03161 

JACQUEMET,  LR 

IWAMOTO,  Y 

07549   07570 

00577 

JACQUES.  PJ 

IWANAGA,  T 

08274 

03084   03919 

JACOUET.  N 

IWANIK.  J 

00896   06978 

06623 

JACQUOT.  F 

IWARSON,  S 

07166 

07915* 

JACYNA  ONYSZKIEWICZ ,  T 

IWASAKI,  A 

05277 

04718 

JADHAV,  M 

IWASAKI ,  H 

08943 

06561 

JAECK,  D 

IWASAKI,  M 

04094   09415   10638 

09359 

JAEGER,  D 

IWASAKI,  N 

04383 

01215 

JAEGER,  KH 

IWASE,  K 

034  17 

03952 

JAFFE,  BM 

IWASZCZYSZYN,  J 

01011*  0  1 176* 

07627*  07628* 

JAFFE,  JM 

IWASZKIEWICZ,  A 

07243* 

03023 

JAFFE,  MS 

IWATSUKI,  S 

06521 

00855 

JAFFE,  N 

IWEZE,  FI 

01572 

10273* 

JAFFEE,  ER 

IWIG,  J 

10123* 

02135   02182 

JAGENBURG,  R 

IYENGAR,  P 

03179   04917*  09472* 

10640 

J ACER,  FC 

IYENGAR,  SRK 

00096*  04510* 

05336* 

JAGER,  J 

IZMIROV,  I 

07352 

08109 

JAGODZINSKA,  K 

IZURIETA,  EM 

03822 

03770 

JAHAOI,  MR 

IZZO,  E 

05341* 

07938 

JAHIEL,  RI 

03753* 

JAEBARI,  M 

04422* 

11(00 


I 


JAHN,  K 

07219   0722C 
JAHNKE.  K 

09006 
JAHNS.  e 

07517 
JAHNS.  MF 

05704 

JAHR.  R 

09060* 

JAIN,  K 

076S6* 

JAKHANWAL,  OP 

0  1179 
JAKIMOWICZ.  M 

10177 
JAKLINSKA.  A 

01566 
JAKLINSKl,  A 

01568 
JAKOB.  6 

06381 
JAKUBCWSKA,  O 

08608 
JAKUBOWSKA.  K 
01255   10506 
JALAN.  KN 

00613*  07658* 
JAMARDO.  N 

03770 
JAMBAZIAN,  A 

02935 
JAMDAR.  SC 

02006   07392 
JAMES.  AE 

1 0578* 
JAMES.  AE  JR. 

00309   06052* 
JAMES.  H 

04652* 
JAMES.   IM 

03342*  07842* 
JAMES.  J 

08098 
JAMES.  JH 

09646*  10335* 
JAMES.  LP 

05341* 
JAMES.  PM 

05059 
JAMES.  RMV 

00132* 
JAMES.  WB 

00319   03834* 
JAMES.  WPT 

01158*  01661*  05938 
JAMIESON.  JD 

01059*  03648* 
JAMINET,  F 

05449* 
JANCU.  J 

08524* 
JANEWAY.   CM 

09853 
JANGAARO.  NO 

06481 
JANIAK,  T 

0699  1 
JANIAK.  W 

04036 
JANIK.  A 

10368 
JANISCH.  K 

05283 
JANISZEWSKA-FRONCZAK,  M 

00375 
JANKAU.  O 

05079   05896   08384   10179 
JANKOWSKI.  JM 
00861    03589 
JANOUTI .  V 

07006 
JANOWER.  fU 

06639 
JANOWITZ.  HO 
00033*  00034*  00140*  00592 
01053*  01175*  01961*  05440* 
05639*  05980 
JANOWSKI  .  B 

05102 
JANSEN.  FH 

04658   09109* 
JANSSENS.  PG 
05397 


JANSSON.  G 

0S479 
JANUKOWICZ.  K 

09494 
JANUS.  K 

05080 
JANUSZKieWlCZ.  J 

07064   07065   09746 
JAPUNDZIC.  1 

10096 
JAQUES.  LB 

00032 
JAQUES.  *iA 

1  0444 
JAROINE.  JL 

04164 
JARKCVSKY,  J 

106E8 
JARNAM.  S 

03289* 
JARNEROT.  G 

05114 
JARNUM.  S 

07088* 
JAROS.  F 

05777 
JARRETT.  F 

00458* 
JARRETT.  PEM 

09457 
JASIEL.  M 

02517 
JASIENSKl.  S 

10177 
JASINSKl .  WK 

08327 
JAUBERT  DE  BEAUJEU.  M 

04921 
JAUREGUl.  H 

03770 
JAUREGUY,  M 

06634 
JAVITT.  NB 
00225   01975*  02574* 
08884*  08904   09120* 
JAVITZ.  J 

00321 
JAYARAF.  AP 

04389* 
JAYAWAROENA.  DLN 

09887 
JAZCILEVICH,  S 

00697* 
JEAN.  R 

02629   03201   08631 
JEANMAIRE.  H 

03291 
JEANMART,  L 

03261    05993 
JEANPIERRE.  R 

08738   09212* 
JECEL,  P 

10062* 
JEDLINSKI.  J 

02653 
JEORYCHOWSKI .  A 

09784 
JEFFAY.  H 

02009 
JEFFERY.  RF 

06084 
JEFFRIES.  OJ 
05153* 


PH 


JELAVIC. 

06124 
JELINEK. 

06566 
JELINEK. 

04852* 
JELLINCK. 

07361 
JELLUM.  E 

10158* 
JELLY.  O 

07980* 
JELONEK.  A 

06778 
JEMELKA.  H 

0  1579* 
JEMELKA.  HJ 

04376   04377* 
JENIS.  EH 
00373 


03211*  07577*  10167* 


05653* 


OW 


05413* 


04829   04830 


JENKINS.  DHR 

01866* 
JENKINSON.  JA 

02398* 
JENNINGS.  RC 

10724 
JENNY.  M 

03247   06582 
JENNY.  S 

02668   07749   10653 
JENSEN.  HE 
01440 
10427* 
JENSEN.  KB 

01604* 
JENSEN.  R 

01256 
JERGIL,  B 

02010 
JERINA.  DM 

03786 
JEROMIN.  L 

05439 
JEBROME. 

02514* 
JERSILD.  RA  JR. 

00045*  02063 
JERVIS,  HR 

06337 
JESIPCWICZ.  M 
04037   05277 
JESSEN.  C 

06517* 
JEUNE.  M 

031  12 
JEWEL.  KL 

06087 
JEWELL.  WR 

01513 
JEWETT.  TC 

06523* 
JEWETT.  TC  JR. 

01223 
JEZEQUEL.  AM 

10065* 
JEZIORO.  Z 
03871   03877 
04833 
JHINGRAN,  SG 

05704 
JICK.  H 

00750 
JIDOEWAR.  6G 

0  1541 
JILOEROS,  B 

01961 
JIMENA  FERNANDEZ.  H 

03138 
JIMENEZ  CARDOSO.  JM 

06871 
JIMENEZ  GOMEZ.  A 

04144 
JIMENEZ  ROMC.  F 

10627 
JIMENEZ.  AR 

05726 
JIN.  K 
02127 
JINOANI.  A 

0  1591 
JINDRAK.  K 

10764* 

JIRA.  J 

05159* 

JIRAN.  B 

08745 
JIRASEK.  J 

05910 
JIRASEK.  V 

08501 
JIRGENSQNS.  B 

0371 1  * 
JIRICKA.  Z 

09936* 
JIRKU.  H 

03499 
JITARU.  I 

02238 
JO.  N 

08618* 
JOACHIM  BURHENNE.  H 

06631 

JOB.  CK 

03396 


JOBARD.  P 

03569 
JOBBA.  G 

08839 
JOCO.   I 

00497   01267 
JOOAL.  M 

00240*  01819   09923* 
JOOL.  J 
10408* 
JQFFE.  N 

02411 
JOH.  SK 

01701 
JOHANNSON.  F 

09983* 
JQHANSEN.  AA 

07621* 
JQHANSEN.  S 

07489* 
JOHANSON.  A 

10422 
JOHANSSEN.  BA 

08765* 
JOHANSSON.  H 

00161   01031*  02266*  09094 
JOHANSSON.  I 

0641 0* 
JOHANSSON.  L 

02414 
JOHANSSON.  SGO 

02690   08012*  08635   09496 
JOHN.  L 

10645 
JOHN.  S 

04479   08410   09815 
JOHN.  TJ 

02709* 
JOHNSON.  AG 

01865*  03106   04566* 
JOHNSON.  AM 

04647* 
JOHNSON.  BL  JR. 

06738* 
JOHNSON.  CL 

04900 
JOHNSON.  CM 

08178*  09979* 
JOHNSON.  D 

04768 
JOHNSON.  EA 

02491* 
JOHNSON.  G  JR. 

01173* 
JOHNSON.  GF 

04420* 
JOHNSON.  GM 

04785 
JOHNSON.  J 

04672* 
JOHNSON.  JA 

03937   09973*  09998 
JOHNSON,  JF 

02  304 
JOHNSON,  JM 

03799* 
JOHNSON.  JN 

00286 
JOHNSON.  JW 

07998 
JOHNSON.  L 

01023*  01024* 
JOHNSON.  LF 

06753 
JOHNSON,  LR 
00157   01934*  02789*  02794* 
03706*  03710*  05499*  07286* 
08116*  09971* 
JOHNSON.  MC 

06337 
JOHNSON.  O 

05214* 
JOHNSON,  PR 

07209* 
JOHNSON.  RH 

01700 
JOHNSON.  RO 

04154 
JOHNSON,  SH  III 

06032* 
JOHNSON,  TH  JR. 

03255 
JOHNSONBAUGH,  R 
08391* 


IDOl 


JOHNS SON.  JE 

10430* 
JOHNSTON.  CI 

06148 
JOHNSTON.  D 

03225*  03912*  OSSIO*  10274* 

10328 
JOHNSTON.  D* 

00473 
JOHNSTON.  DG 

06180 
JOHNSTON.  DP  JR. 

04904 
JOHNSTON.  GS 

03360 
JOHNSTON,  HH 

05139*  0S14C* 
JOHNSTON,  JH  JR. 

03004* 
JOHNSTON.  JM 

02076 
JOHNSTON.  PW 

09269 
JOHNSTON.  RE 

1080  8* 
JOHNSTON,  SJ 

07581* 
JOHNSTON,  WH 

03271 
JOHNSTONE,  RM 

100  IS* 
JOKELAINEN.  FT 

01590   01612 
JOKINEN.  EJ 

06090 
JOLY.  JG 

02914* 
JONAS.  S 

00801 
JONAS.  Z 

03178 
JONCZVK,  K 

09828 
JONECKO.  A 

03S09 
JONEK.  J 

03621    07883   07902   10058* 
JONES.  A 

01025* 
JONES.  AE 

09656* 
JONES.  AL 

07204* 
JONES.  8L 

0  1834* 
JONES.  BS 

00825* 
JONES.  DP 

00708*  09910* 
JONES.  DT 

02762*  06378* 
JONES,  EA 

07481* 
JONES,  EV 

05209* 
JONES.  EW 

00594   00S9S 
JONES.  JG 

06474 
JONES.  JH 

02399*  04124* 
JONES.  PF 

07581* 
JONES.  PG 

08903 
JONES.  RC 

02410* 
JONES.  Rt. 

10040* 
JONES.  RS 

01026*  01959*  01960*  02850* 

07S39*  09136*  09173* 
JONES.  MR 

00786 
JONOUCHI.  H 

01000   04591 
JONSSON,  J 

09633* 
JONSSON,  K 

02203 
JOPPICH,  G 

06803 
JOPPICH.  I 

05738 


JORDAN.  GL  JR. 

01339*  01630 
JORDAN.  JP 

10063* 
JORDAN.  L 

05704 
JORDAN.  PH  JR. 

00443*  02753*  03690 

07586* 
JOROANA.  R 

00051*  09167   09178 
JORES.  A 

00880 
JORGENSEN.  3 

08509 
JORGENSEN.  M 

06093 
JORGENSEN.  TG 

08181* 
JOR I .  GP 

03461*  10353 
JORNS.  G 

03269 
JORNVALL.  H 

01114   01115 
JORPES.  EJ 

01064 
JORTNER.  BS 

08046 
JORULF.  H 

07527 
JOS.  J 

04989   05465   07721 
JOSEFSSON.  L 

08284*  09175* 
JOSEPH,  JY 

07742 
JOSEPH.  PR 

01262 
JOSHI.  KC 

04298 
JOSIMOVIC.  I 

02120 
JOSIPOWICZ.  A 

06462* 
JOSKE,  RA 

07486*  10423 
JOSS.  A 

06730 
JOSSETT.  GI 

04  059 
JOST,  JP 

07441 
JOSZT,  B 

01237 
JOUANNEAU,  P 

10489 
JOUBERT.  e 

04687 
JOUBERT.  SM 

07869 
JOVANOVIC.  R 

04682 
JOVINO.  R 

08379 
JOW.  E 

01668* 
JOWSEY.  J 

10117* 
JOYEUSE.  R 

00677 
JOYEUX,  R 

06946   10463 
JOZIFKO,  M 

10747 
JOZWIAKOWSKI ,  A 

09285 
JUANA.  C 

01S36 
JUANEDA.  A 

08612 
JUAREZ  FERNANDEZ.  C 

10409* 
JUOAH.  JD 

01561    07383   07384 
JUOD.  DR 

02261* 
JUDO.  ES 

00630*  01714   04794 

04900 
JUDO.  JT 

10659 
JUOE,  JR 

06S70*  07561 


IL 


03456*  05191    06076* 


JUOKIEWICZ, 

07607 
JUDKOVSKAIA 

0987  3 
JUHL,  E 

02964 

07651*  08538 
04561*   JUHNKE.  J 

01774 
JUHR .  NC 

0451  1 
JULER.  GL 

01609*  06736* 
JULSRUD.  AC 

07943 
JUNEMANN.  A 

03894   03895   04928 
JUNG.  Y 

07531 
JUNGE.  W 

03788 
JUNGHANNS.  K 

00284   07181 
JUNIEN  LAVILLAUROY.  C 

06596 
JUNIEN.  JU 

04615* 
JUNIOR.  A 

08575 
JUNIPER.  K  JR. 

04494 
JURAOO  OA  SILVA.  E 

00563 
JURCZAK.  ME 

00079 
JURJA.  I 

09363 
JUSKO.     WJ 

00795 
JUSSILA.     J 

01667*    07578*     09480*     09926* 

10407* 
JUST.     M 

08645* 
JUSTUS.  J 

07352 
JUTTIJUDATA.  P 

10765*  10767* 
JUUL .  AH 

04423* 
JUVARA.  I 

051  18 

KA6AT.  EA 

01045 
KABELKA.  M 

06126 
KABENO.  H 

06305*  10278* 
KABOTH,  U 

00720   07937 
KACAK,  M 

10202* 
KACAKI.  J 

02532 
KACHELHOFFER,  J 

1001 1* 
KACHOROVSKII ,  BV 

06473 
KACHURIN,  VS 

02163 
KACIC,  P 

00494 
KACPERSKA,  E 

02534   08816 
KACZMAREK.  W 

0  5318 
KAOAS.  I 

01248   09663   09682 
KAOELL.  BM 

00286   10535* 
KADIROV.  UZ 

02833 
KADNER.  S 

03499 
KADOMATSU.  T 

08960 
KAEOPLUNG.  M 
04898      074S7 

KAESS.  H 

05505*  07089* 
KAEWJINDA.  C 

09468 


KAFROUNI.  G 

07116 
KAFTAN.  D 

02521 
KAGAN.   IG 

02691    06289* 
KAGAMA.  M 

07028 
KAGAYAMA.  M 

08090 
KAGEL.  KO 

10263 
KAHL.  M 

07635   09231 
K  AHL .   I 

00879 
KAHLE,  P 

07411 
KAHN,  A 

09749 
KAHN.  AH 

02360 
KAHN.  OS 

02615* 
KAHN.  HA 

00454* 
KAHN.  L 

09479* 
KAHN.  PC 

06841*  10333* 
KAIPAINEN.  MJ 

07892* 
KAIRIS.  NM 

10315 
KAJUBI .  SK 

03306* 
KAKEGAWA.  T 

08370   09248 
KAKIZAKI.  J 

00107 
KAKIZAKI.  Y 

03102    10376 
KAKO.  N 

04299 
KAKOS.  GS 

06790   07692 
KAKUMOTO.  Y 

08246* 
KALANT.  H 

06147 
KA1.ASHNIK0V,  SA 

03588   09785   09873 
KALAYASIRI.  C 

10314 
KALAY3UGLU.  M 

04017* 
KALCHENKO.  II 

04869   10625 
KALDOR,  J 

02515*  02524 
KALES.  AN 

02092 
KALETKINA.  LG 

07147 
KALEV.  N 

01385 
KALEVA.  M 

05367 
KALF.  GF 

01  110 
KALICIN.  OS 

01  123 
KALICINSKI,  i. 

04036 
KALIKA.  VL 

08819 
KALIMA.  TV 

01371*  09933* 
KALINA.  RE 

09660 
KALINA.  Z 

03621    10374 
KALINOVSKAI  A.  LS 

06594 
KALINOVSKII.  VP 

10141 
KALJALOVIC.  R 

02532 
KALLAI.  L 

05263* 
KALLEHAUGE.  HE 

03757*  04418*  09378*  10284* 
KALLENBER6.  A 

04055 


1402 


1 


KALLFELZ.  F* 

09918» 
KALLIO.  V 

04535* 
KALLIOMAKI.  JL 

03325* 
KALONJI.  T 

07677 
KALSER.  MH 

03319 
KALTCHEVA.  V 

00581 
KAUTIALA.  EH 

03351*  CS943* 
KALZ.  M 

06103 
KAMAIO.  E 

05062 
KAMALA.  CS 

04389* 
KAWAMOTO.  Y 

07906 
KAMANO.  T 

09130* 
KAHBOUROV.  S 

07602 
KAMEOA.  H 

02450*  07642 
KAMEL.  R 

08782 
KAMEYA.  K 

03594 
KAMEYAMA.  T 

00112 
KAHINSKI.  M 

07902   10058* 
KAMIYA.  T 

07442 
KAHJANOV.  I 

08825* 
KAMMER.  B 

07564 
KAMMEBAAT.  C 

01633 
KAMOSHITA,  S 

06839* 
KAMOUN.  A 

06545 
KANa  O 

09604   10123* 
KANAMURA.  S 

08261 
KANAWATI.  AA 

01767   01768 
KANOA.  M 

02662   05136 
KANOALAFT.  S 

03281    05954*  09529 
KANOIL.  W 

09661 
KANDRAC,   M 

02180 
KANDROR.  VI 

07362 
KANOZIORA.  J 

08005 
KANE.  J 

10382 
KANE.  KK 

02375 
KANEKO.  E 

03144 
KANEKC.  H 

08369 
KANEKO.  M 

06066   07115 
KANEMITSU.  T 

02267* 
KANETAKA.  T 

03340* 
KANETAKE.  Y 

06672 
KANETO.  H 

09134* 
KANGAS.  JA 

02220* 
KANIASTAS.  D 

08627 
KANICHTCHEV.  PA 

08415 
KANNAS.  D 

02503 

KANNO.  T 

05804 


KANO.  A 

08435 
KANRA.  G 

02066 
KANSHINA.  OA 

01461 
KANSKA.  B 

06778 
KANTHA.  KRK 

02095* 
KANTOR.  E 

00770* 
KANTOROVICH.  RA 

07058 
KANTROWITZ.  PA 
00296   04265* 
KANZAKI.  G 

00076 
KANZLER.  G 

04307   06678 
KAO.  YS 
07586* 
KAPAOIA.  CR 

01392*  06811*  10415* 
KAPANOJI .  « 

00297 
KAPELLER.  K 

01825   04520   05422 
KAPITULNIK.  J 

09204* 
KAPLAN.  A 

07432 
KAPLAN.  BH 

07030 
KAPLAN.  EL 

08181* 
KAPLAN.  H 

03215* 
KAPLAN,  I 

06852 
KAPLAN.  J 

01771 
KAPLAN.  JM 

04477 
KAPLAN.  M 

00541* 
KAPLAN.  MA 

01219   02236 
KAPLAN.  MM 
015S7*  06989   08121*  10225 
10690*  10717*  10811* 
KAPLUNENKO.  NA 

02773 
KAPOOR,  SK 

06194* 
KAPP.  JF 

10664 
KAPP.  P 

02552 
KAPPAS.  A 

05138*  07340* 
KAPULLER.  LL 

04075   07214 
KAPUR.  MM 

05984 
KAPOSTIN.  RF 

03611 
KARABELAS  BOUROPOULOS.  V 

01312 
KARACADAG.  S 

07525 
KARACSONY,  G 

04796   07226 
KARAEV.  IK 

08319 
KARAGEOBGIS.  V 

01  312 
KARASAKI.  S 

06320 
KARASEK,  E 

02527 
KARASEVA.  LA 

00029 
KARAT,  ABA 

03396 
KARAVANOV.  GG 

08678 
KARAVASILEV.  T 

05790 
KARCZ.  J 

05909 
KARDEL.  T 
00741* 


KARELIN.  AA 

10149 
KARETNIl.  V 

10842 
KAREV.  10 

09354 
KARGER,  S 

08799 
KARK.  AE 

04685   08167*  09431* 
KARKI .  NT 

08228* 
KARL.  HJ 

02472   04665 
KARL.  IS 

06491 
KARLSCN.  R 

04208* 
KARLSSON.  BW 

05567 
KARMELI.  F 

00127   06696* 
KARMODY,  AM 

06949* 
KARNAUKHOV,  VK 

08724   09593 
KARNOVSKY,  MJ 

06352* 
KARPAS.  CM 

06990 
KARPENKO.  A 

10850 
KARPOV.  PF 

04807   07190   08508 
KARPUKHIN.  VI 

02416 
KARRAN,  SJ 

08828* 
KARSTEN.  U 

09664 
KARTAGENER.  M 

06592 
KARTASHEVA.  01 

05183 
KARTENBECK.  J 
07231    09140 
KARTHA,  W 

00702*  01519 
KARVONIDI.  PG 
05518   06663 
KARZ,  S 

06773 
KAS  MOV.  IT 

03941 
KASAHARA,  K 

04583 
KASAI.  M 

01421*  01634   07739 
KASAI .  Y 

06561 
KASBOHM,  C 

03203 
KASCHNITZ.  R 

00197* 
KASCHULA,  ROC 
05946*  05987 
KASEL,  JA 

01681* 
KASHIMA.  H 

01060   01061 
KASHIMA,  K 

03661 
KASHIWAMATA.  S 

01991 
KASHIWARA.  S 

03926 
KASHKIN.  KP 

04676* 
KASIANENKO.  PI 

08849 
KASI NATHAN,  M 

00255* 
KASNER.  J 

04980 
KASOZI.  H 

10534* 
KASPAR,  F 

08475 
KASPER,  H 

06826 
KASPEREK,  K 

00006*  01828 
KASPERSKA.  T 
10731* 


01946   02811 


KASPRIK.  B 

02827 
KASSELL,  e 

07294*  07295*  07306* 
KASSNER.  EG 

07154* 
KASSUR.  B 

06183   07064   09746 
KASTER,  R 

01483* 
KASTHURI.  D 

10198* 
KASTING.  G 

05056 
KASUGA.  T 

07046 
KASUGA  I.  T 

02956 
KASUMI.  F 

05804 
KASUMIAN.  SA 

10479 
KASZA.  L 

02533   04362   05:i4l 
KASZEKSKA  JABLONSKA.  I 

10298 
KATAEVA.  GA 

08669 
KATAIEVA.  GA 

09256 
KATAOKA.  T 

02237 
KATAYAMA.  K 

06671 
KATAYAMA.  M 

02662 
KATAYAMA.  S 

01542 
KATAYAMA.  T 

08447 
KATCHELHOFFER.  J 

05446* 
KATHKE.  N 

08328 
KATKOVSKI I.  GB 

04741 

KATO.  K 

01193* 

KATO.  M 

07342* 

KATU,  O 

02723 
KATO,   H 

01  146 
KATO,  Y 

02370   04325* 
KATORKIN.  EN 

0S714 
KATSAS,  AG 

0229« 
KATSILAMBROS,  N 

04628* 
KATSUBE.  Y 

03161   04720 
KATSUMATA,  K 

08291* 
KATTAMIS,  C 

05004 
KATTERMANN.  R 

05658* 
KATUSHENKO.  IS 

07075 

KATZ.  O 

04727* 

KATZ.  LA 

02604* 

KATZ.  R 

10695* 

KATZ.  S 

01650*  02447*  04413*  05943* 
KAUOE.  J 

01256   07107*  07900*  10168 
KAUDE.  JV 

02177   04291 
KAUFMAN.  JM 

07895* 
KAUFMAN,  L 

01491  * 
KAUFMAN.  S 

01  120 
KAUFMAN.  SH 

101  07 
KAUFMANN,   NA 
09204* 


Itt03 


KAUFMANN.  W 

KEELING.  JW 

KENNY.  PJ 

KETTING.  D 

0ST16 

00845   07849 

03862 

02343   06260* 

KAUL.  PN 

KEES.  CJ 

KENT,  M 

KETTNER.  W 

04SB1* 

10502* 

08903 

06030 

KAULBERSZ.  J 

KEET.  AD 

KENT.  TH 

KEUL.  J 

00104 

07534* 

00095*  00990* 

01662*  03223* 

01  191 

KAURi  H 

KEHAYOGLCU.  AK 

04080* 

KEUNTJE.  H 

02669 

03489*  1057  6* 

KENWORTHY.  R 

05902   08887* 

KAUTZSCH.  E 

KEHL.  W 

07168 

KEUSCH.  GT 

0735A 

07095 

KENWBIGHT.  S 

10717*  10827 

KAUTZSCH.  S 

KEHOE.  M 

04083* 

KEVESH.  EL 

10560* 

01907* 

KEC.  T 

01325 

KAVILE.  H 

KEHRER.  B 

03490* 

KEW.  MC 

1 0759* 

08332* 

KEPES.  JJ 

06193*  07953* 

KAVINt  H 

KEIGHLEY.  MRB 

01390 

KEWENTER.  J 

05108 

09817 

KEPPLER,  D 

00989*  04917*  05470*  05471* 

KAMA.  K 

KEILIS  BAROK.  IV 

03410   05581 

06156   I00S6* 

07787*  10428*  10504* 

03908* 

07213 

KERA,  K 

KEYNES.  WM 

KAWABE.  K 

KEINER.  F 

01608* 

00264*  01298*  02444*  09341 

05645*  09011 

01035* 

KERBAOL.  M 

KHACHATRIAN.  TS 

KAWABE.  M 

KEITH.  V 

06078 

06418 

00577   10714* 

03350* 

KERESZTESSY,  AK 

KHALESSI.  A 

KAWACHI,  T 

KEKEH.  JK 

04558 

07224 

07487* 

08491 

KERLY,  M 

KHALIFA.   AS 

KAWAI.  K 

KEKKI,  M 

07369 

07O5J 

01195*  01309   03143 

04645*  09926* 

KERMANI,  RZ 

KHALIKQV,  T 

KAWAI.  KIK 

KELALIS,  PP 

00988* 

02119 

0S815 

01494* 

KERN,  E 

KHAMITOV.  KHS 

KAWAMURA,  S 

KELEMEN.  L 

02303   02599 

06374* 

08439 

08831 

KERN,  F 

KHAN.  AA 

KAWANAMI.  M 

KELEN.  AE 

07144 

09435 

07825* 

0  4691*  09726* 

KERN,  F  JR. 

KHAN.   IR 

KAMANO.  N 

KELENTEYi  6 

07254*  08755* 

10721    10807* 

06319 

01484*  03631* 

00965   02061 

KERN.  HF 

KHAN.  N 

KAWASAKI.  H 

KELER-BACOKA.  M 

00907* 

08855 

01305   06421   07585* 

05263* 

KERNEC  GIOUEL. 

J 

KHAN.  R 

KAWASAKI.  T 

KELLEHER.  J 

03375 

07459 

02017 

01670*  06338* 

KERNEC.  H 

KHANAM.  T 

KAWASHIMA.  K 

KELLER,  H 

03375 

03832* 

05180 

05354    10218 

KERNER.  I 

KHANDEKAR.  JO 

KAWASHIMA.  T 

KELLER,  HU 

068S6 

02313   02837*  04501*  07042* 

06310* 

10799 

KERNER.  J 

09152 

KAY,  AW 

KELLER.  P 

01370* 

KHANH.  NG 

06710 

0S354 

KERPEL,  S 

06104 

KAY.  J 

KELLER.  KJ 

07421 

KHANNA,  JM 

07306* 

08032 

KERR,  JW 

06147 

KAY,  R 

KELLERMAYER.  M 

04422* 

KHARATIAN,  AM 

08287 

05279 

KERR,  PM 

08324 

KAY.  RNB 

KELLEY.  TR 

05664 

KHARCHENKO,   VO 

07274   06147 

09620* 

KERREMANS, 

06782 

KAY.  S 

KELLY.  KA 

04031 

KHASANOV.   AI 

00586   03316   06071* 

00103   00983*  01880   01881 

KERREMANS,  R 

04706 

KAYASSEH.  L 

04589   04505   04910   07268* 

00788   05069 

KHASPEKOV  TERPANOSIAN.  KG 

03245 

KELLY,  LS 

KERRIOGE,  DF 

03172 

KAYE.  GI 

02860* 

07581* 

KHATTRI.  HN 

03Z14* 

KELSEY.  8F 

KERRY,  RL 

06831 

KAYE.  J  J 

08087* 

02265*  06837* 

09434 

KHATUA.  SP 

01211 

KELSEY.  JR 

KERSHENOBICH,  D 

02676 

KAYE,  MD 

03221* 

01615 

KHAVIN.  EL 

00133*  01010*  05466*  07144     KELSIN,  D 

KERSTEN,  KJ 

08900 

KAYNAN,  A 

02970 

03748* 

KHAZANOVA.  VV 

08167* 

KEMENY,  T 

KERTESZ,  A 

07456 

KAYSER,  C 

02909* 

08710 

KHEOROO.  LG 

00235 

KEMMERER.  WT 

KERTIKOVA,  S 

00642* 

KAYSER.  M 

00383   06776 

01508   03485 

KHELEHfcNDIK.  MD 

0  5565   07887 

KEMP,  P 

KESANIEMI,  A 

051  15 

KAZAKOVA.  OV 

06363 

07880 

KHILNANI.   MT 

06115 

KEMP,  B 

KESCHAMRAS,  N 

08032 

KAZAMA.  S 

01751 

07841*  09719 

0931  1 

KHIN  KYI  KYI,  A 

07487* 

KEMPERS,  RD 

KESLER,  H 

00092* 

KAZARIAN.  KK 

00538 

03565 

KHO,  KM 

04435 

KEMPF,  F 

KESSLER,  E 

06920* 

KAZARNOVSKAIA.  ML 

03336 

06847   07744 

KHODIKIN.  AV 

06296 

KENDALL,  MJ 

KESSLER,  JI 

02501 

KAZEEF.  MT 

01E49   02081*  02101*  05863* 

00958* 

KHQKHMUT,   K 

04419* 

09482* 

KESSLER,  L 

03771    07370 

KAZIC.  T 

KENDLER,  J 

04746 

KHOKHOLIA.  VP 

09038* 

06146*  07348*  097IS* 

KESSLER,  BE 

08684 

KAZMERS.  K 

KENNEDY,  BJ 

09187* 

KHOLOD.  VA 

09246 

00407 

KESSLER,  S 

09330 

KAZUEVA.  TV 

KENNEDY,  EH 

10029* 

KHQHOSHAVINA.  LN 

08833 

07822* 

KESTENS,  PJ 

07991 

KEATING.  JP 

KENNEDY,  F 

03367   05868 

05869 

khokoshmanenko.  NI 

06262* 

06710   10325 

KESZLER,  P 

05130 

KEATS.  TE 

KENNEDY,  J 

00169 

KHOUKAZ.  M 

06038   06537* 

03342* 

KETCHAM,  AS 

09823 

KEEPER.  BC 

KENNEDY.  JH 

06970* 

KHOVANSKAIA.   MC 

06S05 

07563 

KETILADZE,  ES 

064  19 

KEEHN.  RJ 

KENNEY.  FT 

08851 

KHRISTICH.  AD 

02348*  02378 

01986 

KETTERER,  H 

05689 

KEELAN.  P 

KENNY,  AD 

1 0809* 

KHROUCHTCHEVA.  EA 

05188 

04623* 

KETTERING.  RF 

05518 

KEELEY.  AF 

KENNY.  J J 

04899 

KHRUSHCHEVA.  EA 

10S63* 

04379* 

06663 

IKOU 


06086   07115 


KHUBCHANOANI .  IT 

01453 
KHURANA.  K 

09833 
KHURANA.  KK 

03189*  08624 
KHURANA.  RC 

07531 
KHURANA.  S 

02689 
KHVATOVA,  EA 

10546 
KIOD.  FH  JP. 

0  8562 
KIDDER.  OE 

05099* 
KIDDER.  C«  III 
01047   05487* 
KIDO.  C 

02146 
KIDO.  R 

03810   04633* 
KIDOKORO.  T 

02957   06651 
KIEFFER.  J 

09802* 
KIEKENS.  R 

04700*  06870   07309* 
KIENE.  S 

07785 
KIENV.  R 

01698   10147 
KIERALDO.  JH 

04214 
KIESEWETTER.  WB 

04017*  05082 
KIESSUING.  A 

02770 
KIHARA.  T 

02106*  02913* 
KIKKAWA.  K 

10330* 
KIKOTIA.  VA 

01644 
KIKUCHI.  M 

02194 
KILBY.  JO 

01861*  02797* 
KILKOWSKA.  K 

00010*  02699 
KILLINGBACK.  M 

07767 
KIM.  CJ 

03467 
KIM.  CY 

05253 
KIM.  JP 
09002* 
KIM.  U 

07957* 
KI  M.  YS 

03705*  06607*  09173*  10099* 
KIMBAROVSKAI A.  EM 

08677 
KIM6ERG.  OV 

04533*  04672* 
KIMIZUKA.  I 
0  1389 

.  JM 


07082   07908*  10710 


E 
07585* 


N 


KI  MMIG. 

10766* 
KIMOTO. 

01305 
KIMURA. 

08565 
KIMURA. 

10714* 
KIMURA.  S 

07237* 
KIMURA.  T 

10249 
KINDHAUSER.  V 

08365 
KINDLER.  M 

10319 
KING.  BA 

06628 
KING.  JB 

07840* 
KING.  JE 

07315*  10679 
KING.  JN 

00630* 
KING.  MS 

03548* 


KING.  P 

KISSELEV.  OI 

04534* 

05571 

KING.  R 

KISSILEFF.  H 

07318* 

05621* 

KING.  W  III 

KISSLER.  K 

08251* 

09993* 

KINGMA,  YJ 

KISSLING.  M 

03676* 

09650* 

KINGSBURY,  R 

KITAGAWA.  M 

08742* 

03951    08435 

KINKHABWALA,  M 

KITAGAWA.  T 

04818 

07390   07873 

KINLOCH.  JO 

KITAGQ,  M 

01743 

0  3949 

KINOSHITA.  H 

KITAHARA,  S 

01195* 

01048 

KINSELL.  LW 

KITAMURA.  0 

02078 

09130* 

KINSELLA.  RA  JR. 

KITAMURA.  T 

04458* 

03310 

KINTNER,  K 

KITANI.  K 

04395* 

02450*  10636 

KIQSSOGUOU.  K 

KlTANl.  T 

00706* 

09651* 

KIPNIS.  DM 

KITANO.  K 

06491 

03925 

KIPSHIDZE.  N 

KITAZAKl.  T 

0SS88 

00950*  03175 

KIRA.  K 

KITCHIN,  SE 

06050* 

07261   08132 

KIRBY.  6J 

KITSON.  TM 

05388 

05490* 

KIRCEV.   I 

KITZING.  J 

05790 

01891 

KIRIAKOU.  K 

KIUCHI.  S 

01172* 

02766 

KIRILUK.  LB 

KIVELITZ.  H 

05216 

06940 

KIRIMOTO.  K 

KIVIAT.  MD 

00390* 

04220* 

KIRK,  ME 

KIVV-ROSENBERG.  E 

05020* 

07463 

KIRK.  RM 

KIYAMA.  T 

00440* 

08454 

KIRK.  RS 

KJAERGAARD.  E 

01217   02374 

09251 

KIRKHAM.  JS 

KJERSGAARD  JOHANSEN.  J 

04128 

10429* 

KIRKMAN.  NF 

KJERSGAARD-JOHANSEN.  J 

01454 

03268 

KIRKPATRICK.  JR 

KLAASSEN,  C 

05382   06610* 

07490* 

KIRKS.  OR 

KLAASSEN,  CD 

03900* 

01075*  02140   02844*  06448* 

KIRCV.  I 

KLAPDOR.  R 

07510 

06480   09202* 

KIRPATOVSKI.  10 

KLASEN.  HJ 

07456 

08952 

KIRECH.  K 

KLASKY.  I 

04547* 

02094* 

KIPSCH.  P 

KLASSEN,  M 

06138 

08192 

KIRSH.  IE 

KLATSKIN.  G 

06687* 

01576*  01588   01956* 

KIRSH,  MM 

KLAUM.  A 

04767 

03109 

KIRSNER,  JB 

KLEBANOFF.  G 

00404   00612*  01678*  02597 

06065* 

03290*  03969*  04470   05086 

KLEIMAN.  R 

05654*  0602  5   10499* 

00188 

KIRZON.  MV 

KLEIN,  A 

02499 

06756 

KISHIDA.  P 

KLEIN.  C 

03279 

108  63 

KISHIMOTO.  H 

KLEIN.  HJ 

09678 
KISLENSKII.  IF 

00006*  00591   01266   03103 

05829*  06642   07156*  09414 

08319 

KLEIN.  MS 

KISS.  I 

06309* 

04451 

KLEIN.  NC 

KISS.  J 

07047 

06405*  06551 

KLEIN,  RL 

KISS.  P 

09620* 

09499 

KLEIN.  S 

KISS.  ZS 

07854 

00731* 

KLEIN.  T 

KISSANE.  J 

10122* 

09245 

KLEIN.  UE 

KISSEL.  P 

04971* 

00675 

KLEIN.  W 

KISSELER.  B 

06128 

08597 

KLEIN.  WM 

KISSELEV.  AA 

10598 

0561  7 

KLEINAU.  W 

09863 
KLEINER.  S 

05030 
KLEINKNECHT.  D 

07996 
KLtlNMAN,  HK 

07458 
KLtlNMAN.  MS 

02350*  08350 
KLfclNSASSER.  LJ 

01692 
KLEINTEICH,  B 

09345 
KLEITSCH.  WP 

07618* 
KLEMASHEV.  IS 

04698* 
KLEMPA.  I 

08137* 
KLEPACKI.  A 

04791 
KLEPPING.  C 

06579   07965   10633 
KLESCHEVNIKQVA.  VP 

10178 
KLETSKIN,  SZ 

02949 
KLETTER.  B 

05001 
KLEVMARK.  B 

04073 
KLIMA.  J 

00008* 
KLIMAN.  A 

10705 
KLIMAN.  MR 

04048 
KLIMENKO.  GA 

06547   09193 
KLI MENKOV .  AA 

05806 
KLIMENT.  K 

02430* 
KLIMINSKII.  IV 

04805   09331 
KLIMMT.  G 

04364 
KLIHOV,  AN 

07375 
KLI MOV,  MPK 

03692 
KLIMOVA,  M 

04272* 
KLIMPEL.  L 

09997 
KLINE.  DG 
02082*  05147*  07847*  08178* 
09979*  10670 
KLINGE.  O 

03392   05196 
KLION.  FM 

02426* 
KLIPSTEIN.  FA 

10406* 
KLIVAK.  GV 

02939 
KLOCHKO.  KN 

05631 
KLOPPER.  PJ 

03880 
KLOSS.  J 

04443 
KLOTZ.  HG 

07100 
KLOTZ.  SD 

09277 
KLOUKINA.  LB 

05666 
KLUCZNIK.  R 

10454 
KLUG.  B 

09348 
KLUGE.  T 

04269*  10158* 
KLUGE.  TH 

08048   09632* 
KLUNICHENKO.  AM 

06781 
KLUTSCH.  K 

01582   06999 
KLUTZOW.  FW 
02647 


1«05 


KNAPP.  E 

KOCIAN,  J 

KOLASA.  J 

10593 

02803 

07669 

KNAPP.  WC 

KOCK,  NG 

KOLAWOLE,  TM 

0  3829* 

02347*  03154 

04917*  05471* 

03128* 

KNAPSTEIN.  P 

07787*  09472* 

KOLB.  H 

07350* 

KODAIRA.  Y 

10169 

KNAUERt  CK 

02258* 

KOLB.  HJ 

10674* 

KODELJA.  J 

05464 

KNECHT.  JW 

01776 

KOLDOVSKV.  0 

05379 

KODOUSEK.  R 

04681    05437*  09170* 

10104* 

KNEIPEL.  HP 

09488 

KOLE.  W 

07437 

KOEDA.  T 

04455 

KNEZEVIC.  S 

05825* 

KOLESAR.  P 

05263*  07186 

KOELSCH,  KA 

01543 

KNICK,  B 

05326   06235 

KOLEV.  J 

04307 

KOENIG,  H 

08259 

KNIGHT.  AH 

00200*  10795 

KOLFV.  N 

0252S 

KOEYAMA,  M 

03876 

KNIGHT.  MJ 

08435 

KOLIG.  G 

04255 

KOFF,  RF 

00284   03081 

KNOBLAUCH,  M 

09715* 

KOLIHOVA.  E 

03183 

KOFF,  RS 

06126 

KNOCHBLAUCH,  M 

04331*  07346* 

KOLIKOVSKI.  IX 

02668 

KOGA,  H 

04688 

KNODE.  G 

06643 

KOLK-VEGTER.  AJ 

02596 

KOGOI,  TF 

01581* 

KNOEPP.  LF  JR. 

01461 

KOLLMAR.  GH 

00600   09508* 

KOGURE.  N 

01372 

KNOKE.  M 

07487* 

KOLODIE.  L 

01185 

KOGURE.  T 

0701  1 

KNOWLES.  CO 

05722*  06611* 

KOLODYNSKA.  Z 

06495 

KOHATSU.  S 

10094 

KNOWLES.  JR 

00088*  03609* 

07272   09050 

KOLOGCROV,  A I 

05490* 

KOHEIL.  A 

06556 

KNOX,  AJS 

01919*  08170* 

KOLOMAZNIK,  L 

09563 

KOHFAHL.  M 

09276 

KNOX.  MT 

02139 

KOLOMIETS,  SP 

04590 

KOHL,  HJ 

00490 

KNOX.  WE 

04621* 

KOLOMI ICHENKC.  MI 

01953* 

KCHLER,  B 

08364   09384 

KNUPPEN.  R 

02801 

KOLOMIJCHENKO.  Ml 

08272 

KOHLER,  H 

06886 

KNUSEL.  A 

01594   0254  1 

02903   09760 

KOLOMINA.  ID 

07478* 

10108 

09257 

KNUST,  FJ 

KOHLER.  J J 

KOLZSCH.  J 

00551*  C1666* 

060S7   06806 

06895   07631 

10410* 

KNUTRUO.  0 

07732   08357 

09621*  10532* 

KOMAKHIDZE.  ME 

04930 

KOHLER.  PF 

03772   06723 

KNUTSSON.  KE 

07072    10694* 

KOMARCHEV.  KG 

01187 

KOHLI.  Y 

08425 

KNUTTSON,  U 

01309 

KOMARKOVA.  O 

10428* 

KOHMANN.  A 

02089 

KOB,  0 

03822 

KOMAROV.  FI 

05764* 

KOHMANN.  S 

09409 

KOBAYASHI,  A 

0  3822 

KOMAROV.  I A 

05815   06624   07192 

KOHN,  J 

10231 

KOBAYASHI,  K 

09737 

KOMAROVA.  NM 

05645* 

KOHOUT.  E 

06641 

KOBAYASHI.  S 

07708* 

KOMATA.  N 

00404   01813   03730   05427 

KOHOUT.  M 

0  5841 

07210*  07553 

09162 

KOMIYAMA,  K 

KOBAYASHI,  T 

KOHOUTOVA,  B 

02127 

01290 

09162 

KOMMERELL,  B 

KOBAYASHI,  Y 

KOIALO.  IK 

00733 

04629*  06305*  10278* 

04789 

KOMORN,  RM 

KOBYHNSKI,  S 

KOIOA,  M 

04767 

10558* 

09134* 

KOMOROVSKI,  JT 

KOCAK,  N 

KOIKE.  H 

03955 

06375* 

00336 

KOMOROVSKI I.  IT 

KOCH,  A 

KOIKE,  M 

04871 

06881 

07844* 

KOMPF.  A 

KOCH,  AW 

KOIKE,  N 

07753 

00415 

C0336 

KONCAN,  0 

KOCH,  H 

KOIKE,  S 

10358 

00162   00343   09207*  09261 

0  0999 

KONCHALOVSKAIA.  NM 

09*55   10457 

KOJECKY,  Z 

02501 

KOCH.  R 

09488 

KONDO.  T 

0  8417 

KOJIMA,  K 

01890   02267*  08053 

KOCH,  W 

08801 

KONORACHOVA,  VP 

10562* 

KOJIMA,  S 

01062 

KOCHANSKA.  0 

07245* 

KONOZHARIIA,  VA 

07883 

KOJIMA.  Y 

10231 

KOCHENKOVA,  AV 

00207* 

KONIAR-DANILEWICZ,  H 

03575 

KOK,  E 

02653 

KOCHER.  W 

09120* 

KONIG,  W 

04707 

KOKAS,  E 

08711 

KOCHIASHVILI.  VI 

04582*  09949* 

10107 

KONISHI,  H 

08907 

KOKOSKY,  MJ 

00999 

KOCHINA.  EN 

01  143 

KONISHI,  V 

08872 

KOLAR.  J 

07906 

KOCHKAREV,  VM 

10381 

KONNO,  S 

10290 

KOLAROVA,  D 

03397 

KOCHNEV,  OS 

02803 

KONG,  T 

02424 

08446 

KONOPKA,  L 

10348 
KONOTEY-AHULU.  FID 

02253* 
KONRAO.  RM 

02277   06583   08406 
KONSTANTINOVA,  IM 

03768 
KONTTINEN.  A 

04703*  07050* 
KONTTINEN.  YP 

09617* 
KONTUREK.  S 

00104        00156        00165       00189 

08290*     08470       09383* 
KONTUREK.     SJ 

00190        01054*    01055*     01910* 

02818*    03710*    05533*     07286* 

07310*    09380*     10007*     10271* 

10312 
KONTZEVAIA.     NG 

04334 
KONVOLINKA.     CW 

02588       03901* 
KONZ,     B 

09993* 
KOO,     N 

00014* 
KOOSHUCK,  RJ 

07222 
KOPEC,  Z 

02824        02831 
KOPEL,     FB 

041 11* 
KOPETSCH,  K 

10318 
KOPITAR,     Z 

09153 
KOPP,     M 

03892 
KOPPANG.  HS 

00912 
KOPTAGEL.  G 

08051 
KORANYI.  G 

10618 
KORB,  G 

00712*  03414   06539*  07061 

07860 
KORBAS,  J 

04064 
KURBER,  W 

01268 
KORCAK,  V 

08920 
KOROAC,  V 

04403   10746 
KOREPANOV.  AM 

09234 
KORFEL,  Z 

06269 
KQRHONEN,  LK 

01428       0  1429       02895* 
KORHONEN,     M 

06960* 
KORMAN,    E 

04064 
KORMAN,     MG 

01909*    02222*    03046*     04606* 

06413*    08481*     10258        10275* 
KORMANO,     M 

07449* 
KORNACZEWSKI,     A 

10838 
KORNER,     A 

05544* 
KORNEV.     II 

05742 
KORNEVA.     TK 

09569 
KGRNFELO.     HR 

09292* 
KORNIENKO.     IF 

01645 
KORNREICH.     H 

08805 
KOROBITSINE,  VT 

05517 
KOROCHKIN,  LI 

07377 
KORULEV,  8A 

08911 
KOROLJ,  TM 

02648 


x^iuMflilwtiicowauj^HillMlk 


1406 


KOROTEEVA.  GP 

0  8771 
KOROTKOt  GF 

04614 
KORSAN-BENGTSEN.  K 

00239* 
KORSICt  M 

05263* 
KORSINSKIJ.  IJ 

08500 
KORSKIt  R 

03921   05079 
KORSOVAi  TL 

07403 
KORT.  WJ 

10018* 
KORTAS.  J 

02974   05318 
KORTGE.  P 

01686   03923 
KORTH.  S 

09145 
KORUCU.  B 

04924 
KORZIUK,  LS 

00337 
KORZON.  IK 

07639 
KORZYCKI .  J 

06858   07755   09439 
KOSA.  F 

08839 
KOSAKARN.  M 

08896 
KOSAY.  S 

10072* 
KOSCHER.  II 

04059 
KOSENKO.  AF 

04853* 
KOSHI.  G 

10645 
KOSHI.  S 

08437 
KOSKELG.  P 

09635* 
KOSKI .  S 

00039* 
KOSKINEN.  O 

02390 
KOSKINEN.  R 

07578* 
KOSLOW.  A 

00090* 
KOSLOWSKI.  H 

04993 
KOSMIOER.  S 

04482   10059* 
KO SOWER.  NS 

01490*  07032 
KOSS.  FW 

09153 
KOSS.  LG 

10565* 
KOSSLING.  FK 

00732   07874 
KOSTAMIS.  P 

03489*  10447 
KOSTELECKY.  A 

09810 
KOSTENKO.  VP 

02315 
KOSTERING.  H 

09666 
KOSTERLITZ.  HW 
02777   06371* 
KOSTIAL.  K 

02067   08130* 
KOSTIC.  D 

05217 
KOSTIC.  K 

05217   05568 
KOSTINOV.  LD 

08026 
KOSTIUK.  VI 

04029 
KOSTLER.  J 

05680 
KOSTOXSKI .  W 

06390 
KOSZANSKI.  E 

05305 
KOSZARSKI.  J 
08034 


KOSZEGHY.  Z 

04358 
KOSZTOLANYI.  G 

09663   09662 
KOTAKI .  A 

08774 
KOTELANSKl.  B 

04388* 
KOTELNIKOV.  VV 

04133   08680 
KOTELNIKOVA.  VI 

02778 
KOTHE.  W 

02117   03590   10170 
KOTLAREK  HAUS.  S 

08816 
KOTOULAS.  06 

02846*  02847* 
KOTT.  I 

03565   04963   09522* 
KOTTMEIEB.  PK 

04022* 
KOTTBA.  JJ 

06879 
KOTZAUREK.  R 

00746   10753 
KOU.  E 

03828* 
KOUBA.  K 

04272*  05159* 
KOUBA.  R 

08055 
KOUOAHL.  G 

I  0255 
KOUDSTAAU.  J 

01118 
KOURANY.  M 

08027 
KOUREA.  E 

08017* 
KOUREA.  T 

07917* 
KOURIAS.  BG 

06719 
KOUSAKA.  T 

05647*  05652*  07491* 
KOUVALAINEN.  K 

01518 
KOUZNETSOVA.  AG 

05518 
KOVACHEVA.  N 

01472 
KOVACS.  EM 

01021* 
KOVACS.  K 
02837*  03409*  03603* 
07042*  07319*  09152 
KOVACS.  L 

09714* 
KOVAL.  NI 

08583 
KOVAL.  VP 

06388 
KOVALCHUK.  NV 

05810 
KOVALEV.  ON 

09459 
KOVALEV.  MM 

01644    10785 
KOVALEVSKII.  EO 

0S806 
KOVAL I OV.  MM 

04870   09821 
KOVES.  I 

08716 
KOVSH.  01 

04440 
KOVTUNIAK.  NA 

09097 
KOWALCZYK.  T 

05513 
KOWALEMSKI .  K 
01017*  01019*  01919* 
05768*  06608*  08170* 
09986* 

R 


KOWALSKI . 

03035 
KOWALSKI  , 

01087* 
KOWALSKI 

01836* 
KOWALSKI •  W 

04762   08145 


RL 


TJ 


KOYAMA.  C 

02312 
KOYAMA.  S 

07228 
KOYAMA.  Y 

07487* 
KOYUNDERLIEV.  P 

06000 
KOZA.  J 

07008 
KOZAKIEWICZ.  M 

02517 
KOZHEVNIKOV.  AI 

08691 
KOZHEVNIKOVA.  IN 

08691 
KOZIOL.  O 

10213 
KOZLOV.  VI 

04872 
KOZLOVA.  ZP 

05204   05516 
KOZLOVSKII.   Ill 

10205 
KOZLOWSKA,  K 

00010* 
KOZLOWSKI.  K 

08663 
KOZLVA.  EK 

05518 
KOZOWER.  M 

10225 
KOZOWSKA.  K 

02899 
KOZU.  T 

00306 
KRABILL.  LF 

09945* 
KRAEHENBUHL.  J 
10521    10534* 
KRAEMER.  S 

05601* 
KR  AFT  .  H 

08474 
KRAFT,     RO 
08292*  04000 

KRAFT.     SC 

03290* 
KRAIN.  LS 

08652*  08728* 
KRAJKA.  K 

03178   10796 
KRAKOVSKI.  AI 
10545    10595 
KRAL.  V 
04501*     08596 

KRALIK.  J 

06577 
KRAMAR.  OP 

08687 
KRAMAR.  VS 

08714 
KRAMER.  I 

07308* 
KRAMER.  JR  JR. 

00692 
KRAMER,  MF 

08200* 
KRAMER.  P 

02319*  10345* 
KRAML.  J 

08108 
KPAMPF.  K 

03508 
KRASNA.  IH 

041 12* 
KRASNER.  AU 

08349 
KRASNOGOLOVETS.  VN 

03300 
KRASNOSCHEKOV.  IP 
06627 
03703*   KRASNOSHCHEKCV.  GP 
09071*     02458 

KRASNOV,  IB 

01108 
KRASSNER.  RL 

04102* 
KRASSNITZKY.  O 

03429 
KRASTEV*.  A 

0  3619 
KRASULJA.  D 
06312* 


KRASZEHSKI.  A 

02352* 
KRATKY.  J 

01755 
KRATNQVA.  R 

05777 
KRATOCHWIL.  A 

04714 
KRATOHVIL.  JP 

00217 
KRATZ.  G 

04715 
KRATZER.  GL 

02387 
KRAUS.  FW 

05417* 
KRAUS.  L 

05656* 
KRAUS.  PJ 

01087*  09839* 
KRAUSE.  F 

10459 
KRAUSE.  U 
00617   01677*  02;i66*  07698* 
09430* 
KRAUSE.  WJ 

09903 
KRAUSS.  K 

08237* 
KRAUTHAMER.  MJ 

05298 
KRAUTHEIM.  J 
01278   03116   05671   05676 
06358 
KRAVATH.  RE 

02554* 
KRAVCHENKO.  LV 

08238* 
KRAVCHUK.  AN 

08915 
KRAVETS.  ST 

09548 
KRAVTSOVA.  EF 

08814 
KRAVTSOVA.  GI 

0361  1 
KRAWCZYK.  J 

05039 
KRAWCZYNSKI.  K 
01578*  08845* 
KRAWITT,  EL 

10739* 
KRC.  C 
06577 
KREBS.  HA 

09125* 
KRECEK,  M 

02548 
KREEL.  L 

03832* 
KREGLEWSKl.  A 

04475   04635   0I>652 
KREILOS.  E 

03313 
KHEJCAROVA.  J 

01945 
KREJCl.  D 

08456 
KREMENCHUZKY.  S 

00976 
KREMENTZ,  ET 

04043 
KREMER.  M 

01795 
KKEMMER.  T 

08716 
KREMPIEN.  B 

05506*  10240 
KRENOAL.  AP 

06585 
KRENTZ.  K 

08476 
KREPSZ,  I 

0871  J 
KRETCHMER.  N 

05921*  086  14* 
KRETH.  HW 

07942 
KREUTLER.  CJ 

07236*  08120* 
KREUZBURG.  RC 

10497 
KREUZER,  W 
08759*  09781* 


1407 


KRIEG.  0 

05242 
WtlKLERa  DM 

06171 
KRILOV.  VS 

08798 
KRINITSKI.  SS 

01831 
KRISCH.  K 

03788 
KRISHNA.  G 

04329*  08245*  09102* 
KRISS.  N 

07132 
KRISTOFFERSEN.  J 

09215 
KRIVENKO.  EV 

06S6S 
KRIVIT.  W 

05333* 
KRIZ.  J J 

06294 
KRIZHANOVSKI .  NA 

03568 
KROGER.  EK 

09871 
KROGER.  H 

07411 
KROGH  JENSEN.  M 

03757*  03766   04418* 
KROHN.  K 

01S90   01612   06609* 
KROKOWICZ.  A 

0  6045 
KROMAN.  R 

03753* 
KRONBGRG.  O 

00448*  00449*  00450*  01334* 

06689*  07616*  07622*  07623* 
KRONE.  CL 

06098 
KRONER.  H 

01099   06154 
KRONFELO.  OS 

00084 
KRONMAN.  eS 

04216 
KROTKIEWSKI.  M 

00213 
KROUTIKOVA.  IF 

05097* 
KRSTULOVIC,  B 

07186 
KRUBEL.  R 

09119* 
KRUG.  F 

05598   08223* 
KRUGER.  B 

09428* 
KRUGER.  H 

06815* 
KRUGLIAKOV,   lO 

02939 
KRUGLIKHINA.  ZM 

10841 
KRUGMAN.  S 

04344*  05244   08846* 
KRUH.  J 

07314*  10091 
KRUHOIECK.  CL 

04560   06349*  06819* 
KRUMS.  LM 

09370 
KRUSE.  I 

04418* 
KRUSH.  AJ 

03868* 
KRUSHAK.  CH 

01778 
KRUTIKOWA.  IF 

02720 
KRUYT.  BC 

06266 
KRYGIER.  T 

01853   0922C 
KRVLOV.  KP 

10652 
KRYNICKI,  M 

08922 
KRYPSIN  EXNER.  K 

07100 
KRYSKO.  VT 

09458 


KRYSPIN  EXNER.  K 

03416 
KRZEMIEN.  E 

01761 
KRZYZOWSKA  GRUCA.  S 

08110 
KRZYZOWSKA-GRUCA.  S 

01824 
KSIAZKIEWICZ-SZAPIRO.  MD 

01711 
KUBAT.  K 

0S437* 
KUBIK.  V 

02040 
KUBISHKIN.  VA 

08688 
KUBO.  F 

06277 
KUBO.  T 

01296*  02218*  02251*  02370 

02646   03907*  06621* 
KUBOTA.  K 

01890 
KUBOTA.  N 

05645* 
KUCHAR.  O 

10656 
KUCHEMANN.  K 

06140 
KUCHIBA.  K 

00324 
KUCHINSKII.     GA 

00356 
KUCHOWICZ.  B 

04611 
KUCISEC.  A 

06016 
KUOCHOOKAR.   EJ 

03643* 
KUOINOV.  AA 

07507 
KUDO.  T 

08450 
KUORMANN.  J 

03241    C4161 
KUOVA.  RM 

02864* 
KUENZLE.  CC 

02878 
KUGA.  M 

02312 
KUGLER.  G 

08413 
KUHLENCORDT.  F 

10117* 
KUHN.  E 

06136 
KUHN.  HA 

04312   09673   10075* 
KUHN.  R 

00556 
KUHN.  RA 

05764* 
KUHN.  U 

01035* 
KUHNEL.  W 

04S23 
KUIJJER.  PJ 

04060   09264 
KUIPER.  OH 

03848   0391  1* 
KUITUNEN.  P 

00553*  06609* 
KUJAMSKA.  J 

05746 
KUKCVITZ.  WR 

03813 
KUKSIS.  A 

07424   09149 
KULAEVA.  VA 

05259 
KULATILAKE.  AE 

07920* 
KULCHINSKI.  PE 

10547 
KULCSAR.  G 

06004 
KULCZVCKI.  LL 

02419 
KULO  HANSEN.  L 

09198* 
KULESZA.  A 

09742   0974  3 


KULESZYNSKA.  ( 

05809 
KULICHEV.  VA 

03086 
KULICKI.  M 

10202* 
KULICZ.  A 

02137   03089 

03985   04232 

09672 
KULIEVA.  KO 

05308 
KULIK.  II 

02183 
KULIKOV.  VA 

02939 
KULIKOVA.  AN 

10542 
KULINSKA.  M 

01774 
KULKA.  F 

06572   08367 
KULKA.  R 

06471 
KULKARNI.  BS 

03139   07766 
KULLGREN.  B 

06497 
KULOV.  N 

03989 
KUMAGAI.  Y 

08370 
KUHAKURA.  K 

08434   08445 
KUMAKURA.K 

03954 
KUMAR  GHOSE.  I 

08492 
KUMAR.  O 

08107 
KUMAR.  PJ 

09583* 
KUMAR.  R 

10488 
KUMAR.  S 

01160* 
KUMEISHA.  VF 

10356 
KUMLIEN.  A 

08156 
KUMMENEJE.  K 

08853 
KUMMERLE.  F 

04228   10253 
KUNAU.  MH 

08275 
KUNDERT. 

07806 
KUNE .  GA 

01373 
KUNI.  H 

00085 
KUNIMOTO 

08483* 
KUNITZ 

06189* 
KUNLIN.  A 

01484*  08077* 
KUNO.  N 

029S6 
KUNTZEN,  H 

07571 
KUNTZMAN.  R 

01974* 
KUNTZMANN.  J 

07733 
KUNZ.  HJ 

05627* 
KUNZ.  O 

04879 
KUNZEL.  R 

04997 
KUNZER.  W 

09036 
KUNZLI.  HF 

06644 
KUO.  PT 

03739   04631* 
KUPATZ.  H 

02551 
KUPCHIK 

00265* 
KUPFER. 

05534* 


JG 


SJ 


HZ 


KUPIC.  EA 

02918* 
KURAMATA.  H 

05677   10148 
KURAMITSU.  I 

10249 
KURAMOTO.  S 
03181    03273      03926   06643 
05674   08493    KURATA.  Y 

02231 
KURATSUKA.  H 

06050* 
KUROOVANIOZE.  VG 

06714 
KURGMAN.  S 

07052* 
KURGUZOV.  OP 

02295   06001 
KURIGIN.  AA 

03942   10303 
KURIHARA.  M 

07614 
KURIHARA.  N 

02469 
KURISU.  T 

03828* 
KURITA.  H 

08442 
KURIYAMA.  H 

03694   07265* 
KURIYAMA.  K 

03780   07355 
KURNATOWSKI  .  M 

10202* 
KUROOA.  A 

05136 
KUROOA.  J 

084  51 
KUROOA.  M 

09861 
KUROOA,  S 

01613 
KUROGOCHl  .  Y 

0S569 
KUROKAWA.   S 

09442 
KURPPA.  K 

07880 
KURTENKOV.  OA 

03114 
KURTZ.  O 

03486 
KURUVILLA.  JT 

08166* 
KURYGIN.  AA 

00472 
KURYLCIO.  L 

03012   05402* 
KURZ.  W 

06645* 
KURZINGER.  R 

00392* 
KUSHNIR.  VE 

04853* 
KUSIC.  M 

01313 
KUSTER.  GGR 

08827* 
KUTSCHINSKI.  GA 

07604 
KUTSENKO.  PI 

06360 
KUTSENKO.  TA 

09874 
KUTT,  H 

06447* 
KUTTER.    O 

01213       0  8190 
KUTTY.     MK 

0354  8* 
KUTUZOV.     II 

05104 
KUOABARA.  N 

04297 
KUWERT.  E 

10664 
KUYPER.  CMA 

06482 
KUZELA.  L 

06768 
KUZIN.  MI 

00105   02295   02965*  08498 

09371 
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KUZINA.  MM 

06383 
KUZMENKO.  VV 

05350 
KUZNETSOV.  NN 

04807   07190   08506 
KUZNETSOV.  VA 

03574 
KUZNETSOV.  VN 

00881 
KUZNETSOVA.  GN 

06805 
KVASINA.  T 

00618 
KVASZ.  L 

09396 
KVEIM  LIE.  K 

07125 
KVETINA.  J 

00192* 
KVIST,  G 

00269* 
KWA.  SB 

10699 
KWAAN.  HC 

03323* 
KW  AN  .  WW 

07499 
KWANG  00.  K 

08673 
KWIATKOWSKI  .  C 

03921    C6C23 
KWONG.  K 

09957* 
KWONG.  NK 

01352*  02756*  02757* 
KY.  ON 
09347 
KVO.  PA 
07982* 
KYLE,  J 
03182*  05912*  05917   0S920 
07581*  08603*  10394 
KYRIAKIDES.  EC 

01964*  02001 
KYRIAKOS.  M 

04044 

KYU.  MH 

10637 

L'ABBATE.  N 

05430 
L'ESPERANCE.  P 

08560 
L'HEPMINE.  C 
03262   04253   06048   09628 
10550 
L'HERMITE.  A 

05408*  08094 
L"  ITALIEN.  YJ 

03701* 
LA  COUR  ANDERSEN.  J 

08510 
LA  GUERRE.  J 

01228 
LA  PL  AC  A.  M 

06504 
LA  ROSA.  M 

0 1872* 
LAAKSO.  L 

06516* 
LAASTUEN.  L 

00227 
LAATIKAINEN.  T 

01071* 
LABAT.  ML 

02069 
LABAT.  H 

0291 1* 
LABIE.  C 

03874 
LABINSKY.  L 

04774* 
LABO.  G 

04522*    07278       09S06 
LA6RUNE.     M 

00937       07878 
LABURTHE    TOLRA.     Y 

02366 
LACAVA.    V 

05239 
LACHMAN.     RS 
03051* 


LACK.  L 

08113*  08521* 
LACKAS.  S 

07069* 
LACQUBCIERE.  Y 

04692* 
LACOUT.  A 

02108 
LACOUET.  A 

05393 
LACY.  WW 

00668 
LACZAY.  A 

01248 
LADANYI.  J 

02365 
LAOEGAARO-PEDERSEN.  HJ 

01340* 
LADIZHENSKAI A.  EA 

03444 
LADOUCH.  A 

07613 
LAESSIG.  RH 

09214* 
LAGACHE.  G 
02276    05158*  08496   09423* 
10538* 
LA6A0EC.  B 

00685   04881   08514   08732 
LAGANGA.  AM 

04821 
LAGAROE.  E 

04981 
LAGARDERE.  B 

08992 
LAGERCRANTZ.  R 
01458*  03287* 
LAGERON,  A 

04290   07000   07059 
LAGROT.  F 

08506 
LAGUENS.  R 

04513 
LAHNECHE.  8 

07852 
LAHOUO.  H 

06292 
LAHRECHE.  H 

06230 
LAI.  CY 

07407 
LAIOLAW.  AJ 

06369* 
LAINE.  E 

02279 
LAINEZ.  M 

03517 
LAING.  RR 

03075 
LA  ISSUE.  J 
02936   03243   03555   06789 
10492 
LAIT.  V 

08699 
LAKATOS.  O 

02493*  08881 
LAKE.  BO 

01538   03341* 
LAKHANFAL.  VP 

09884 
LAKSHMINARAYANAN.  B 

00660* 
LAKY.  O 

00780 
LAL.  D 

10738* 
LAL.  H 

00198*  01089* 
LAL.  SK 
03050* 
LALEVEE.  6 

07592 
LALLEMANT.  Y 

07555 
LALLONI.  R 

09337 
LALUOUE.  P 

02692 
LAMARQUE.  JL 

08822 
LAMB.  FS 

05858 
LAMBERT.  R 
00151*  00439*  02282   02283 
03059*  05489*  05492*  05498 


06135   06192* 


LAMBERT.  R 
CONTINUED 

06411*  07472*  09053*  09992* 
LAMB  ILL lOTTE.  JP 

03483   07329*  09515* 
LAMBIOTTE.  M 

02722   08255 
LAKBLING.  A 

04001 
LAMBRECHTS.  A 

08537 
LAMBRECHTS.  L 

08537 
LACELIN.  JC 

06936 
LAMON.  EW 

09561 
LAMOTTE.  M 

06009 
LAMPASI.  D 

10144 
LAMPE.  EW  II 

04649* 
LAMPE,  K 

02311        04938       08604* 
LAMPERT.     M 

02306       07666        08698 
LAMSFUS.     C 

09167 
LAMY.     J 

05280 
LAN,  NT 
09432* 
LANCASTER.  JR 

08766* 
LANCIAULT.  G 

08175* 
LAND.  RE 

04105* 
LANDA.  L 

02485   02928   04100 
LANOE.  M 

08807 
LANDER.  JJ 

07052*  07931 
LANDING.  BH 

06839*  06958* 
LANDMAN,  S 

06528* 
LANDOR.  JH 

00143*  04775*  07287* 
LANDRY.  H 

01214 
LANDUCCI.  G 

08227* 
LANDY.  MS 

09201* 
LANE.  CD 

08546 
LANE.  DJ 

04988 
LANE.  DL 

02858* 
LANE.  N 

03214*  03215* 
LANG.  EK 

01433   02304   07810 
LANG.  HD 

07695   10421 
LANG.  J 

02728 

LANG.  R 

08124* 

LANG.  W 

03934 
LANGDON.  DE 

09242* 
LANGE.  J 

03403   10720 
LANGE,  W 

01594   02541   09760 
LANGEMANN,  K 

10800 
LANGER,  B 

02186*  06983 
LANGER,  L 

10173 
LANGER.  S 

09956* 
LANGERON.  P 

05054 
LANGHOF.  HJ 
07270* 


LANGILLE.  O 

07552 
LANGLET.  S 

07018 
LANGMAN,     MJS 
01336*    01741        01780       04777* 
06399*     10192 
LANGUMIEH,     J 

04  061 
LANKS,     KW 

07433 
LANMAN,  RC 

01080*  02034 
LANNEV  oe     COURIfcN,  E 

09622 
LANZA,  FL 

01331* 
LANZILLO,  F 

09308 
LAOR,  J 
00552* 
LAPEQUE,  A 

04689* 
LAPEY,  A 

08727* 
LAPEYRE.  O 

10726* 
LAPEYRERE.  J 

03913 
LAPIOES.  J 

10439* 
LAPIN.  EF 

07104* 
LAPIN.  MD 

08346   09360 
LAPINA.  01 

09360 
LAPIS.  K 

06127 
LAPLACE.  JP 

03683 
LAPLANE.  R 

02657   07715 
LAPORTE.  F 

04474 
LAPPIN.  TRJ 

03830* 
LAPRELL,  H 

06654 
LAPRESLE,  C 

07905 
LAPTES,  E 

06862 
LARCHENKO,  NT 

00889 
LAROI.  G 

00728 
LARDY.  HA 

07437   07438   07439   07440 
LARENA.  A 

07629 
LAHGIADER.  F 
03070   04234   06186*  094  16 
10843 
LARGIS.  EE 

02062 
LARIN.  VI 

01645 
LARMI.  TKI 

05868 
LARNO.  S 

04769* 
LAROS.     CD 

03682* 
LARRAIN.     A 

10176 
LARRALDE.     J 

00051* 
LARROUDE.     C 

10386 
LARSEN.     E 

05861*    06746*    07563 
LARSEN.     JA 

01970* 
LARSEN.     V 

10204* 
LARSON.    RH 

04951 
LARSON.    SJ 

04609* 
LARSSON-COHN.     U 

09710* 
LARSSON.     B 
00213 


1409 


LARSSON,  T 

LAVRGVA,  ZS 

08609 

06430 

LASAGNA,  L 

LAW.  OH  IV 

03635* 

00648    10808* 

LASCELLES,  A 

LAW.  EJ 

10068* 

02605* 

LASCELLES,  PT 

LAW.  MO 

01205*  01206* 

05592 

LASHEEN.  RM 

LAWECKI.  J 

07919* 

10731* 

LASSAU.  JP 

LAWOYIN.  V 

0A772*  07158 

06911 

LASSER.  P 

LAWRENCE.  AJ 

05303 

01033* 

LASSERREt  J 

LAWRENCE.  C 

0  9453 

02447* 

LASSONDE.  J 

LAWRENCE.  C 

02230 

10S20 

LASTER.  L 

LAWRENCE.  LR 

00550*  00963 

05887 

LASTOVSKAIA.  TG 

LAWRENCE.  PF 

05419 

08121  * 

LASZLO.  I 

LAWRENCE.  W  JR. 

02533   04362 

01391    06071* 

06795 

LASZLO.  J 

LAWRENSON.  KB 

04955 

04913* 

LATAIX.  P 

LAWRIE.  BW 

07603 

10134* 

LATAL.  D 

LAWSON.  DW 

03314 

00644* 

LATCH!  S.  KS 

LAWSON.  EH  JR. 

03288* 

09536 

LATCHMQRE.  AJC 

LAWSON.  HH 

00525 

09342 

LATHE.  GH 

LAWSON.  TL 

07001 

01231    10500* 

LATOTZKI.  H 

LAYENZ.  M 

09625 

03063 

LATREILLE.  JP 

LAYNE.  OS 

06075* 

0SS94 

LATSINIK.  NV 

LAYNEZ.  M 

07213 

03136 

LATTANZI.  A 

LAZAR.  A 

09312 

07933 

LAU.  H 

LAZAR.  C 

06061* 

08351    10295 

LAUBIE.  M 

LAZAR,  0 

09379* 

09397 

LAUGHTER.  AH 

LAZAR.  L 

07586* 

08881 

LAUMONIER.  R 

LAZARESCU.  V 

00561 

10718 

LAUNIALA.  K 

LAZARITS.  J 

07578*  09865 

04038 

LAURELL.  S 

LAZARO  OA  SILVA.  A 

0  1665*  02425* 

05370 

LAURENCE.  BH 

LAZARO  LAZARO. 

M 

07486* 

06227 

LAURENT.  J 

LAZARO.  E 

08707   09212* 

00643* 

LAURENT.  JC 

LAZARUS.  H 

05158*  09552 

05714 

LAURET.  F 

LAZARUS.  L 

0  5267* 

01337*  05523 

LAURIS.  V 

LAZARUS.  SS 

05541* 

00906* 

LAUTER.  J 

LAZOUNSKI.  H 

09290* 

09090* 

LAUKERVNS.  A 

LAZEBNIK.  J 

04784 

06848 

LAVAL.  J 

LAZECKI.  L 

10010* 

02945   03858 

04179 

LAVAL.  M 

07684 

02462 

LAZITIN.  L 

LAVARREDA.  C 

04046 

05075 

LE  BOUVIER.  GL 

LAVAU.  M 

07078 

05527* 

LE  CANUET.  R 

LAVELLE,  6C 

08708   08709 

06165* 

LE  OEAUT.  JY 

LAVENSON.  GS  JR. 

02013 

05070 

LE  GOFF.  P 

LAVEROANT.  C 

04580* 

04848*  05171   05226*  06179    LE  GUILLY.  Y 

07000   07059   07079 

06078 

LAVIA.  M 

LE  NEEL,  JC 

07406 

06003   08541 

LAVIGNE.  JG 

LE  PARCO.  JC 

10008* 

04001 

LA vol E.  P 

LE  PELTIER 

02914*  04687 

02394 

LAVRENOV.  VK 

LE  PELTIER.  P 

06002 

10372 

LE  QUESNE.  LP 

LEE.  DJ 

03125* 

01834* 

LE  QUINTREC.  Y 

LEE.  E 

01318   04001   04689* 

06132 

LE  VERGER.  JC 

LEE.  Efi 

06078 

06700*  10272* 

LEACH.  JM 

LEE.  F 

10683* 

06837* 

LEACH.  JR 

LEE.  FA 

04206* 

0S730   08663 

LEACH.  KG 

LEE,  FD 

06453*  08828* 

02352* 

LEADBETTER,  MG 

LEE,  FI 

01164 

09314 

LEAOBETTER.  RL 

LEE.  GR 

08974 

04262* 

LEAR.  TF 

LEE.  HC 

10490 

10773* 

LEARY.  PM 

LEE,  HM 

08019* 

08479*  10588* 

LEASK,  0 

LEE.  JC 

05321 

07205* 

LEAVENS.  ME 

LEE.  JCK 

02617* 

07316* 

LEBEOEV.  AP 

LEE,  JS 

01696 

05442* 

LEBEDEV.  VP 

LEE,  KL 

08412 

01  98o 

LEBEGUEC.  P 

LEE.  KY 

03177 

08117* 

LEBENTHAL.  E 

LEE,  LPK 

00552*  04987 

02863* 

LEBER.  HW 

LEE  .  M 

05565   07887 

10400* 

LEBER.  RE 

LEE,  RV 

04303 

06988 

LEBLANC.  L 

LEE,  S 

10573* 

03971*  09119* 

LEBLONO,  CP 

LEE.  SK 

01805*  01806*  03792*  08084*     06920* 

LEBON.  P 

LEE,  SM 

03436 

00511 

LEBCRGNE.  J 

LEE,  TK 

08541 

04419* 

LEBOVITZ,  HE 

LEE.  TS 

06615* 

03393 

LEBOWITZ,  R 

LEE,  YH 

03890 

10279* 

LEBRAS,  M 

LEEK.  BF 

0161  I 

09039* 

LEBREUIL,  G 

LEEMANN.  W 

00922   04240* 

0832  0 

LECCE.  JG 

LEES.  BJ 

09022* 

08243* 

LECCHINI.  S 

LEESE.  CL 

08146 

00419 

LECERF,  C 

LEESE.  HJ 

06606 

02902 

LECHAT,  P 

LEESON.  GA 

00991* 

03829* 

LECHIN.  F 

LEEVY.  CM 

08205* 

01765   04390* 

LECHNER.  G 

LEFEBVRE,  J 

04250   07528   10818* 

01723   04045   07878   09547 

LECLAIR.  MF 

LEFER,  AM 

001  18 

01469*  05525*  082  10   10006* 

LECLERCQ.  B 

LEFER,  LG 

07367 

10727* 

LECLERO.  B 

LEFEVRE,  B 

05198 

05343 

LECOEUR.  D 

LEFFALL,  LD  JR. 

02538 

08099 

LEDERHUBER.  HA 

LEFORT,  J 

06941 

08925 

LEOERMAN.  II 

LEFORT,  R 

02324 

03026 

LEDESMA.  C 

LEFRAK,  EA 

04224 

05029 

LEOIG.  M 

LEFRANC,  G 

02013 

05408*  08094   09013 

LEDRO  MOLINA,  D 

LEGACHE,  G 

03361 

04253 

LEDRU 

LEGACa,  E 

04057 

05395 

LEORU.  J 

LEGARE,  A 

08666   09681 

02914* 

LEE  RAMOS.  AF 

LEGER,  H 

06131 

04474 

LEE,  A 

LEGER,  L 

10112* 

03332   04066   04701*  05274 

LEE,  CH 

05701    06042   07859   07966 

09068* 

07967   08738   09239* 

LEE,  CT 

LE6G.  PG 

02620* 

00202* 

1410 


LEGGE.  OA 

LENARDUZZI.  G 

LEPAOT.  P 

01685*  C1710   01714   04070* 

01216 

03586 

04794   0E650*  06067*  08743* 

LENART.  I 

LEPAGE.  JR 

09793* 

01304 

03453* 

LEGROS.  M 

LENART.  IF 

LEPAGE.  RN 

04199 

00412 

08249* 

LEGUILLY.  Y 

LENCZYK.  M 

LEPERCO.  G 

09893* 

03090 

08832 

LEHMANN.  0 

LENDVAI.,  D 

LEPKOVSKY.  S 

09691 

04405 

03673* 

LEHMANN,  FG 

LENG  LEVY,  J 

LEPORE.  MJ 

09691    10629 

09440 

10460 

LEHMANN.  H 

LENG,  B 

LEQUERLER.  Y 

0742S 

09440 

04745 

LEHMANN.  HE 

LENGLET,  JP 

LEQUINT.  A 

06172 

01516 

08339 

LEHNERT.  P 

LENGYEL,  E 

LEQUIRE.  VS 

04621* 

03337 

08082* 

LEHNERT,  U 

LENHARD.  J 

LERAY.  F 

09764 

10074* 

07396 

LEHNERT.  • 

LENIUSHKIN,   AI 

LEREN.  P 

09036 

06902 

07465 

LEHOCZKY.  G 

LENNARD  JONES.  JE 

LERNER.  AG 

0  6931 

03240   07300 

07479* 

LEHTINEN.  E 

LENNARD- JONES,  JE 

LERNER.  HJ 

01297* 

01746   04124* 

08651* 

LEHY.  T 

LENNEBERG,  E 

LERNER.  J 

04862* 

04041 

07256   09033 

LEIA,  II 

LENNERT,  KA 

LERNER.  NI 

06602   06712 

06788 

05302 

LEIBOWITZ,  MJ 

LENNES,  G 

LEROUX.  M 

01844* 

05220* 

01789 

LEICHTER,  J 

LENNETTE.  EH 

LEROY.  J 

10400* 

07049* 

03735* 

LEICHTLING,  JJ 

LENNINGER.  S 

LEROY.  P 

07668 

04619*  05531* 

08220* 

LEIDBERG,  G 
07280* 

LENOIR.  P 
06078   09893* 

LESBROS.  F 
02372   06764   09S56 

LEIGH  COLLIS.  J 

LENRIOT.  JP 

LESCH.  R 

1 01 65* 

04701*  05274   05622*  05701 

01097   03410 

LEIGH.  JE 

07966   07967 

LESCHINSKI.   lA 

06926* 

LENT.  H 

05893 

LEIMER.  E 

00322 

LESCHINSKY.  LA 

09993* 

LENTINI.  J 

00862 

LEINBACH.  GE 
02606* 

02946 
LENTZ.  PE 

LESHER.  S 
04024*  04673*  04674 

LEINBROCK.  A 

07223 

LESKER.  P 

07197 

LENTZE.  M 

03801* 

LEINWEBER.  B 

05641* 

LESKES.  A 

1 0075* 

LENZ.  J 

07234 

LEITAO.  A 

04877   07605 

LESKl.  M 

03582 

LENZ.  PH 

07068 

LEITAO.  0 

02003 

LESNICAR.  J 

10  20  3* 

LENZ.  TR 

02540 

LEITCH.  GJ 

06898 

LESOURD.  G 

00059* 

LEODCLTER.  I 

0761  3 

[             LEITES.  AL 

10  132 

LESOVOI.  AV 

I  0  209  3 

II  LEJEUNE.  E 

LEON  CASTRO,  J 

01724 

03361 

LESOUERRE.  C 

07814 
LEJSEK.  K 

LEON-BARUA,  R 
10398* 

02929 
LESTAEVEL.  M 

1              07415 

LEON.  MA 

10517 

LEJTENYI.  MC 
04461* 

05249 

LEON.  W 

LESTER.  R 
04648*  07845* 

LEMAIGRE.  G 
05110   05274   07859   07967 

02995* 

LESTRADET.  H 

LEONARD.  AS 

04977* 

'            LEMAIRE.  JM 

00108   0321 3*  042S8* 

LETAC.  B 

)              07071 

LEONARD.  JP 

05899 

'            LEMAITRE.  G 

00151* 

LETAC.  R 

0  3262   06048   10550 

LEONARD.  P 

08430 

LEMBERG,  A 
02877   03770 

07129 
LEONARD,  RF 

LETAWE.  P 
06771    09799* 

LEMBERG.  E 

03345* 

LETIGIN,  VP 

06840* 
LEMBERG.  P 

LECNARDI,  LS 

03044 

05385 

LETONTURIER.  P 

03770 

LEONARDO,  E 

00691 

LEMER 

07730 
LEMER.  J 

04998 
LEONARDS.  JR 

LEU.  ML 
01499* 

01648* 

LEURIDAN.  B 

0  6748 

LEONHARDT,  H 

10830 

LEMISH.  GT 

06998    10754 

LEUSCHNER.  U 

0  8688 

LEONIDAS,  JC 

10654 

LEMMA.  A 

04111*  04112*  09250   10340* 

LEUTERT.  G 

021  85 

LEONCR  GOMES,  M 

07220 

LEMMENS.  HAJ 

01618 

LEV.  BS 

07143 

LEONTIEV,  AF 

02825 

LEMMER.  KE 
04776* 

07010 
LEOPOLD,  GR 

LEV.  R 
04781*  09343 

LEMOINE.  A 

02944   03827*  10509* 

LEVADITI.  JD 

00876 

LEOUTSAKCS.  BG 

02530 

LEMONNIER.  F 

02299 

LEVADCUX.  H 

06202 
LEMPINEN,  M 
03349*  06090   10069* 

LEPADAT.  P 
04054 

07549 
LEVANTOVSKAIA,  OM 
08814 

LEV ASS EUR.  JC 

08709 
LEVASSEUR.  P 

08359 
LEVSARG.  MS 

061  18 
LEVEEN.  HH 

02349*  02408* 
LEVEILLE.  GA 

07429 
LEVENDIUK.  AM 
06547   09193 
LEVENSON,  SM 

09604   10123* 
LEVER.  JD 

00252 
LEVESQUE.  M 

09909 
LEVEY.  JF 

03667* 
LEVI .  AJ 

00693   04641*  07418   07901* 
LEVI.  JU 

05549*  09164 
LEVIN.  B 

06629 
LEVIN.  GE 

02832 
LEVIN.  HS 

03430* 
LEVIN.  IR 

01719 
LEVIN.  JN 

09816 
LEVIN.  W 

01974* 
LEVINE.  L 

07404 
LEVINE.  R 

04641*  05S80 
LEVINE,  RA 

01576*  05496*  08174* 
LEVINE,  RI 

07418 
LEVINE,  RJ 
05607*     02652 

LEVINE,  SM 

01274*  05340* 
LEVINE,  WG 

01074* 
LEVINSKY,  L 

09427* 
LEVINSON,  JD 

00679   09925*  10038* 
LEVIT,  TS 

05663 
LEVITAN,  MK 

02406 
LEVITAN,  R 

05443*    05992        1034S*     10738* 
LEVITSKII ,     AP 

05131 
LEVITT.  MO 

00956*  02086*  04106*  05613 
LEVITZ.  M 

03499 
LEVKOFF.  AH 

01303 
LEVOMITZ,  BS 

01228   06653 
LEVRAT,  M 

02644   06402*  09297* 
LEVRAT,  R 

02083*  05127   05128   05554* 
LEVTOW,  O 

09756 

LEVY.  A 

08205* 

LEVY.  BM 

07711* 
LEVY.  F 

07314*  10091 
LEVY.  G 

00795   01648*  02740*  06493 
LEVY,  HA 

03534 
LEVY.  JE 

06189* 
LEVY.  M 

04063   06069* 
LEVY.  N 

05026   06840* 
LEKAN.  L 
02854* 


Itll 


LEWANOOVSKI,     LG 

03899* 
LEWICKI,     AM 

03890        10817* 
LEWICKI.     K 

02730        04006       06728       07138 
LEW  IN.     A 

0*318 
LEWIN.     K 

03609* 
LEWIS.     A 

06943 
LEWIS.  AL 

00017* 
LEWIS.  B 

02399*  02441* 
LEWIS.  FW 

01217 
LEWIS.  GP 

00750 
LEWIS.  JD 

091 16* 
LEWIS.  MI 

0  1434 
LEWIS.  PL 

03236 
LEWIS.  WM 

06740* 
LEWITUS.  Z 

00S52* 
LEY.  R 

02785* 
LEYDA.  H 

07604 
LEYSE.  RM 

05312 
LEZHAVA.  DI 

05588 
LEZHNEV.  AN 

00808 
LEZOCHE.  E 

04690*  09974*  09975* 
LHOTKA.  J 

10173 
LI .  JKH 

07164 
LIANG.  H 

01098   02057* 
LIAPIS.  MA 

06664 
LIAPKOV.  EG 

01996 
LIARD,  W 

05785 
LIAVAG.   I 

07125   IC199*  10201*  10264 
LIBERTINO.  JA 

03557 
LIBRERO  CUEVAS.  MM 
'  0351  1 
LIBREZ.  P 

07127 
LICASTRO.  R 

00878   03811   09864 
LICATA.  G 

02953 
LIGHTER.  EA 

04607* 
LIDA.  H 
05148* 
LIDSKII.  AT 

06204 
LIOSKY.  MD 

07586* 
LIE.  TS 

07468   08767* 
LIEBE,  S 

04997 
LIEBER.  A 

09512* 
LIEBER.  CS 
00661*  01974*  02475   06149 
10027* 

LIEBERMAN,  E 
07862 

LIEBERMAN.  FL 
02557*  10673* 

LIEBERMAN.  I 
05455   09160 

LIEBERMAN.  J 
06757* 

LIEBERMANN-MEFFERT .  0 
03134 


LIEEERMEISTER.  H 

09006 
LIEDBERG.  G 
00152*  05488*  05493*  06304* 
07296*  10430* 
LIEHR.  H 

10075*  10592 
LIENARD,  J 

00120   00996 
LIENHARD.  CP 

04661 
LIERSCH.  M 

05460 
LIESER.  H 

05564 
LIETTI.  A 

03967* 
LIEWENOAHL.  K 

00269* 
LIFSHITZ,  F 
01659*  01660*  06812*  07713* 
08615*  09657 
LIGHTNER.  DA 

09101* 
LIGNY.  G 
00164   02247   04816   0549S* 
09084    10261 
LIGUORI.  A 

03764 
LIGUORY,  C 

07593   07599 
LIKHTMAN.  GI 

03918 
LILIS.  C 

02334* 
LILIUS.  G 

01428   01429 
LILL.  G 

09565 
LILLEHEI.  RC 

06925*  06928* 
LILLIE.  JG 

05978 
LILLY.  C 

10705 
LILLY.  J 

02432* 
LILLY.  JR 

07542* 
LILLY.  PR 

04270* 
LIMA  60NCALVES.  E 

05185 
LIMA.  JP 

00728 
LIMAS.  CJ 

09295* 
LIMBOS.  P 

08991 
LIMBOSCH.  JM 
02270   02798*  04604*  05166 
07293* 
LIMLOMWONGSE.  L 

00172 
LIMWONGSE.  K 

00327   08896 
LIN.  GJ 
09112* 
LIN.  JS 

01251 
LIN.  KT 
10015* 
LIN.  M 

08987* 

LIN.  MF 

02849* 

LIN,  TM 

00131*  01020*  03698*  06404* 
LINARES.  CA 

09211* 
LINCHENKC.  IF 

03929 
LIND.  B 

0811  1 
LIND.  JF 

02997*  09023* 
LIND6ERG.  M 

10029* 
LINCBERC.  T 

01396* 
LINDE,  NC 

02292   03171 
LINOEMANN.  K 
10461 


LINDEN.  G 

06018*  06019* 
LINDEN,  M 

05383 
LINDENAUER.  SM 
02285*  05098* 
LINDENBAUM,  J 

01662*  04080*  05000 
LINDENBRATEN.  LD 

10602 
LINDENFELSER  .  R 

03857 
LINDER,  E 

01518 
LINDER.  MC 

09009 
LINDER.  MM 

03906* 
LINDGREN.  P 

03853 
LINDHOLM.  T 

01580* 
LINDNER.  AE 

02129   04217   06632    09230 
LINDNER.  H 

00347   08821    10140 
LINDNER.  J 

09788 
LINDQUIST.  B 
00161   01031*  01044   05005 
09959*  10853 
LINDSAY,  DB 

03782 
LINDSAY,  J 

09201* 
LINDSAY.  RH 

01902*  03696 
LINDSTRANO,  K 

05493* 
LINOSTROM.  C 

00S40* 
LINES.  OR 

00044* 
LINEVSKI,  IV 

02634 
LING,  NR 

07707* 
LING.  V 
09940* 
LINGEMAN.  CH 

03948 
LINGG.  C 

03296 
LINHART.  P 

0S160 
LINK.  A 

05230 
LINKE,  PG 

00067* 
LINNA,  MI 

09244 
LINNELL,  JC 

02746* 
LINSCHEER,  WG 

02560*  03624* 
LINSCHOTEN.  H 

09344 
LINSELL,  CA 

01601* 
LINSLEY.  GS 

03547* 
LINSS.  W 

01822   09904 
LINZSACH.  C 

10127 
LINZELL.  JL 

03782 
LIO.  M 

02450* 
LION.  J 

06661 
LICZNER.  LD 

02840* 
LIPINSKI,   A 

02547 
LIPKIN.  M 

05013*  06686* 
LIPMAN.  RL 

05S7S 
LIPNITSKAIA,  VB 

05802 
LIPOVSKII.  SM 
04596* 


LIPPE.  C 

00961   03656 
LIPPI.  U 

03398   06063*  07932 
LIPPMAN.  H 

10436* 
LIPPMANN.  W 

00136* 
LIPSCOMB.  H 

00065* 
LIPSHUTZ.  W 
00067*  04564*  04729*  08336* 
09961* 
LIPSON.  JD 

05137 
LIPTON.  S 

07975* 
LIS.  MT 

04555 
US,  PV 

03390   06721    10625 
LISBOA.  BP 

02044 
LISBOA.  PE 

04391* 
LISCHNER.  MW 

04327*  06623* 
LISEWSKI ,  G 

01319   06638   09347 
LISOCHKIN.  BG 

07598 
LIST.  JE 

01717 
LISTER.  J 

01422* 
LISZKA.  G 

04451 
LITIN.  EM 

00666 
LITKINi  MI 

06205 
LITT,  IF 

06886 
LITTLE.  EP 

074SB 
LITTLETON,  JT 

10330* 
LITTMAN.  A 

06680*  10276* 
LITVAK.  B6 

04429   05919 
L ITVAKOVSKA lA.  GA 

06282 
LITWACK,  G 

01985   03761* 
LITWAK.  RL 

02562* 
LITWIN,  M 

10228 
LIU.  K 

02649* 
LIUTYNSKII,  II 

01287 
LIVADITIS,  A 

04764   07175 
LIVINGSTON.  PA 

02941 
LIVREA.  G 

09155 
LIVREA.  MA 

06451  * 
LIVSHITS,  LA 

08706 
LJUNG6REN,  B 

10713 
LLEDO  MATOSES.  S 

00798 
LLEWELLYN.  DM 

06027 
LLORENTE  GUTIERRtZ.  JM 

08049 
LLORENTE.  J 

01500 
LLOYD.  A 

07709* 
LLOYD,  JK 

00626* 
LLOYD,   KO 

01045 
LO  PRESTI,  A 

06626 
LO  PRESTI ,  PA 
002S5* 


1U12 


l_0,  CH 

01994 

LO.  KJ 

07831* 
LOBOTSKI.  NI 

0  639  2 
LOBZOWSKI,  J 

09872 
LOCALIO.  SA 

03278   09124*  10460 
LOCHER.  J 

0S668 
LOCKHART-MUMKERY.  MHE 

10435* 
LOCKSHIN,  M 

06161* 
LOCKWOOD.  CM 

03285* 
LODDI .  L 

10380    10855 
LOOl.  L 

09663 
LODl.  R 

02976        03380 
LOEB.     H 

01404        04481 
LOEB.     JN 

02885 
LOEB,     LA 

07913*  07914* 
LOEB.  P 
0561 8* 
LOEB.  PM 

00550* 
LOEPER.  J 

04452   OEeSl 
LOESCHER.  KA 

00714 
LOESCHKE,  K 

09030 
LOEVEN.  WA 

10000* 
LOEWENECK,  H 

09014 
LOFFLER.  A 

04222 
LOGAN,  JS 

10363 
LOGINOV,  AS 

04365   04698*  06563   06981 
LOGRIPPO.  GA 

01457*  C7827*  07947 
LOH.  DV 
04571* 
LOH,  K-RW 

08621* 
LOHMANN,  C 

00426 
LOHMANN,   HL 

07148* 
LOHNERT.  J 

06779 
LO  HR  ,  E 

08000 
LOISANCE,  D 

0S622* 
LOIZAGA 

03366 
LOIZAGA,  JM 

03062   05254*  06395* 
LOJDA.  Z 

08108   09485   10408* 
LO  JE  .  JT 

05302 
LOKAICHUK.  EA 

05130 
LOKE.  M 

04743 
LOKKEN.  P 

0921S 
LOMBARD  PLATET,  R 

07644 
LOMBARD-PLATET,  R 

07723* 
LOMBARDI.  AR 

00521   03094   03258 
LOMBARDI.  8 

03406*  05578 
LOMBARDO.  S 

06867 
LOMBARTS.  AJPF 

09209* 
LONDE.  AM 
05037 


LONDON.  D 

02738* 
LONOCN,  OR 

02891* 
LONDON,  WT 
03420*  04346*  05257   07913* 
10684* 
LONG.  JC 

10107 
LONG.  JF 

00141*  01908* 
LONG.  L 
03835* 
LONG,  WJ 

10443* 
LONGAKER.  ED 

03973*  03974* 
LONGHI.  EH 

02753*  03690   04561* 
LONGING.  L 

06214* 
LONGMIRE.  WP  JR. 
00773*  02377   06080   06693* 
06962*  10772* 
LONGMIRE.WP  JR. 

04302 
LONGC.  OF 

06053   06225 
LONGPRE,  B 

07884 

LONGSTRETH,  GF 

07608*  09615* 

LOOK,  D 

01 493* 

LOOP.  FD 

04724* 
LOOP.  JVH 

00513 
LOOSE.  DA 

07716 
LOPES.  ER 

08071 
LOPES.  JF 

06982 
LOPEZ  CALDERON  BARREDA.  M 

0  1354 
LOPEZ  FANDO  CASTRO.  J 

07743 
LOPEZ  FANDO  DE  CASTRO.  J 

08047 
LOPEZ  FRESCO.  C 

08381 
LOPEZ  GIBERT.  J 

03849 
LOPEZ  LOPEZ.  L 

00782   00784   00812   00818 
LOPEZ  OUIJADA.  C 

09166    10098 
LOPEZ  RIOS,  F 

01731 
LOPEZ  SASTRE.  J 

05094 
LOPEZ-CALDERON  BARREDA,  M 

10337* 
LOPEZ-RIOS.  F 

01693 
LOPEZ,  E 

08822   08864* 
LOPEZ,  F 

06037 
LOPEZ,  H 

09490 
LOPEZ,  MA 

09099 
LOPEZ,  N 

05580 
LOPUKHIN.  11 

10652 
LOPUNOVA,  ZH  K 

04507* 
LOPUNOVA,  ZK 

00024   09408 
LORANSKAIA,  TI 

04854* 
LORBEK,  W 

08044   08057 
LORBER,  SH 

07040*  10072* 
LORD.  JW  JR. 

04402 
LORD .  PH 

01443 
LOREAU.  N 
06346* 


,     MS 

01670*    05338*     08127* 

G 


PH 


LORENTZ,  FW 

03024 
LORENTZ,  K 

10663 
LORENZ  MEYER, 

06422 
LORENZ,  HJ 

09231 
LORENZ,  W 

01041 
LORENZO,  GA 

02361   07136 
LORENZO,  J 

00339 
LORIE,  IF 

03992 
LORIS.  J 

08997 
LORRIAUX,  A 

03481 
LOSEV,     SI 

02294 
LOSOWSKY 

00684 
LOTTER, 

03068 

LOU.  TY 

05416* 

LOUANT. 

03863 
LOUBIERE.  H 

01539   04274* 
LOUCHET.  E 

10632 
LOUGH.  J 

05020* 
LOUGH.  JO 

02289* 
LOUGHRAN.  ED 

06470 
LOUGHRIOGE.  6 

00239* 
LOUGHRY.  RW 

08376 
LOUIS.  A 

00155   05406* 
LOUKINA.  TA 

021  12 
LOUP.  P 

07121 
LOURIDIS.  0 

00128 
LOUSSCUARN.  J 
01412   03995 
LOUVETY.  G 

06265 
LOUW.  JH 

01359   02260*  032I.7.* 
LOUYEET.  J 

07143 
LOUYOT.  P 

09333 
LOVETT.  WL 

01469* 
LOVEY.  G 

08716 
LOVRENCIC.  M 

07516 
LOW-BEER.  TS 

03186*  10804* 
LOW.  L 

07648* 
LOWE.  JE 

09021* 
LOWENFELS.  AE 

09612 
LOWENSTEIN.  JM 

05582 
LOWER Y,  BO 

044  84 
LOWMAN.  RM 

03180 
LOWRY.  JO 

00065* 
LOWY.  R 

03769 
LOYARTE.  HF 

05302   08576 
LOYGUE.  J 

04IS0   09S41    10432* 
LOZANO.  J 

06227 
LQZMANt  H 
06731 


LUBBERS.  EJC 

05105   08602* 
LUBENSII.  JM 

09358 
LUBENSKII.  YM 

04942 
LUBIN.  BH 

07  488* 
LUBIN.  E 

04296 
LUSOINSKI.  J 

00593 
LUBRANO.  T 

06145* 
LUCA.  C 

01740 
LUCAN.  M 

04825 
LUCAS  GALLEGO. 

09601 
LUCAS.  CE 
02214*  06568 
09376*  10266* 
LUCAS,  CR 

04375 
LUCAS.  D 

09219   09602 
LUCAS.  RJ 

00377   04306 
LUCCIOLI.  GM 

04181 
LUCHKO,  AS 

05584 
LUCIAKt  M 

04482 
LUC  I  EN.  HW 

01914* 
LUCIONI.  F 

08772 
LUCKING.  T 

08641 
LUCY.  JA 

07364 
LUDERS.  O 

01066* 
LUDEWI6.  RM 

03816* 
LUOINGTON.  LG 

071  16 
LUOMER.  B 

07659 
LUOWIG.  A 

00007* 
LUOWIG.  J 

01494*  05650*  06067* 
LUOWIG.  RN 

09688 
LUOWIG.  WM 

09523* 
LUEBBERS.  EH 

02888*  06506* 
LUECK.  JO 

01984 
LUECKE.  RW 

01096 
LUENGAS.  J 

03202 
LUEZ.  J 

08408 
LUISAOA-OPPER.     A 

06961* 
LUKAC.     M 

09636* 
LUKACS.  L 

01370* 
LUKASIEWICZ.  H 

03478 
LUKAWSKA.  K 

0I4S5 
LUKETIC.  GC 

02221* 
LUKICHEV.  PM 

10780 
LUKL.  P 

02971 
LUKOMSKAIA.  IS 

08280 
LUKOMSKI.  L 

09575 
LUKOVICt  G 

0S630 
LULL.  RJ 
09227   0965S* 


06698*  07893* 


11113 


LULU.  OJ 

LYNEN.  F 

MACKENZIE.  JR 

MAESTRACCI,  D 

03122* 

03774 

05150* 

0631 1* 

LUM.  BKB 

LYNEN.  FK 

MACKIE.  B 

MAETANI,  S 

04562* 

04571*  09956*  10346   10351      06519* 

03926 

LUMB.  XV 

LYNN.  HB 

MACKIE,  OB 

MAEVSKII,  VE 

022oe* 

03007*  04908   05959* 

0E62S* 

00022 

LUNA.  CAF 

LYNN.  RB 

MACKMAN.  S 

MAFFIULI,  C 

00387 

05336* 

04776* 

06604   07763 

LUND.  BA 

LYON.  H 

MACKOWIAK.  RC 

MAGALHAES,  AFN 

00672 

09662 

04572* 

02664 

LUND.  Y 

LYON.  I 

MACKRELL.  TN 

MAGAREY,  CJ 

00741* 

09932* 

01032*  09068* 

08893 

LUNDELL.  L 

LYSIKH.  IK 

MACLAURIN.  BP 

MAGARO,  S 

06410* 

05111 

04646*  07707* 

04  761 

LUNDERQUIST.  A 

MACLEAN,  C 

MAODIEV.  TS 

01386 

MA.  MH 

00447* 

05306 

LUNOGREN.  0 

04529 

MACLEAN.  LO 

MAGOZIK.  W 

00240*  01159* 

01819   05624* 

MAAS.  AE 

04686*  07850   09709* 

04356 

09923* 

052S0 

MACLEOD.  DAD 

MAGED.  2 

LUNDH,  GO 

MAASS.  M 

10227 

08944 

01478 

09692 

MACLEOD.   16 

MAGEE.  OF 

LUNDIN.  P 

MAATELA.  J 

01866*  04883 

00137*  ooiai 

02048* 

0S21S* 

06516* 

MACLEOD,  IN 

MAGEE.  PN 

LUNDOUIST.  A 

MABILLE.  JP 

04777* 

03745* 

00273*  00275* 

01665*  01973* 

06139   07965 

MACLEOD.  MA 

MAGGI.  P 

0242S*  06538* 

07948* 

MAC  GREGGR.  AB 

05448* 

00048*  05444* 

05445* 

LUNOVALL.  0 

10227 

MACMAHON.  CE 

MAGIAFICO.  F 

02107*  05215* 

MACABIES.  J 

03270 

03677* 

LUNEL.  J 

00222 

MACMAHON,  HE 

MAGIOA.  MG 

01562 

MACADAM.  RF 

06066*  10810* 

07047 

LUNG .  JA 

06863 

MACMAHON,  MT 

MAGILNER.  AD 

00S66* 

MACAGNC.  EO 

02055* 

01294 

LUNGEANU.  M 

09952* 

MACMILLAN,  BG 

MAGNENAT.  P 

00346   02979 

MACAGNO.  F 

02605* 

01067*  01545 

03155   03389 

LUNGU-MIHAILESCU.  R 

00041*  08625 

MACMILLAN,  J 

MAGNI.  E 

09381* 

MACAROL.  V 

05415* 

07062 

LUNGU.  0 

08847* 

MACPHEE.   IW 

MAGNIN.  P 

10815* 

MACCALLUM.  FO 

02397*  04712 

07964 

LUOMA .  P 

05236 

MACPHERSON,  AIS 

MAGNUS.  I  A 

02764* 

MACCARI .  M 

03823   06271 

03462* 

LUPARELLC.  FJ 

01330* 

MACSMEEN,  RNM 

MAGNUSSON.  G 

04379* 

MACCHtONE.  C 

10812* 

07399   07921* 

09718 

LUPEANU.  R 

08298 

MACURA,  M 

MAGNUSSON,  R 

08377 

MACCIONI.  A 

09741 

03752* 

'-UPIEN.  PJ 

01657*  08042 

MADALINSKI,  K 

MAGOWAN,  J 

04639* 

MACDONALD.  DM 

01578*  07065   08845* 

04780* 

LURIE.  M 

01595 

MADANAGOPALAN,  N 

MAGRASSI.  F 

04141    09522* 

MACOONALO.  MA 

03286*  09554 

06791 

LUTATSKi,  RA 

10496 

MADDAIAH,  VT 

MAH,  CL 

02774 

MACEK,  M 

03778 

10341* 

LUTGEMEIER,  J 

01377 

MADDEN.  DL 

MAHAJAN.  CM 

10186   10187 

MACELLARI.  V 

07057 

08636 

LUTMER.  RF 

05719 

MADDEN.  JJ  JR. 

MAHALANABIS.  D 

10659 

MACFAOYEN.  8 

03816* 

01771 

LUTSENKO.  DA 

01335* 

MADDEN,  JL 

MAHAPATRA.  SS 

08667 

MACFARLANE.  PS 

03281   05954*  09529   09540 

06831 

LUTSENKO.  JE 

04786 

MADDISON,  SE 

MAHBOUBI.  E 

06886 

MACGILLIVRAY.  JB 

02691   06289* 

09260 

LUTSEVICH.  EV 

04004 

MAOOREY.  WC 

MAHER.  FT 

08957 

MACGREGOR.  AB 

07113* 

04842 

LUTTWAK.  EM 

07920* 

MADEIRA.  F 

MAHFOUZ.  M 

0695  0* 

MACGREGOR.  RR 

07090* 

01  181 

, 

LUTZ.  H 

02068 

MADGE,  DG 

MAHGOUB.  AM 

07373 

MACHA.  HN 

08619* 

04597* 

LUTZ.  J 

04800   07630 

MADGE,  GE 

MAHGOUB.  MA 

07262   08133 

09190* 

MACHACEK.  M 

00371   07803 

03727 

LUX.  G 

08375 

MAOSEN,  B 

MAHLEY.  RW 

04878 

MACHADO.  AL 

02233 

08082* 

LUVKEN  KONING. 

FWM 

07524 

MADSEN,  CM 

MAHMOOO.  A 

01410   04095 

04984 

MACHADO.  E 

06896 

09931* 

LUYKEN.  R 

06886* 

•fADSEN,  NP 

HAHHOOD.  L 

01410   04095 

04984 

MACHADO.  EA 

08243* 

02244 

LUZEAU.  R 

02471 

MAOSEN,  P 

MAHMUO  DURRANI 

A 

01200* 

MACHALSKI.  M 

03069   07622* 

09326   09888 

LUZHIS,  AP 

03473 

MADURERI,  V 

MAHNKE.  PF 

10209 

MACHBERT,  G 

03083 

06102 

LVALL.  IG 

08316 

MADZAROVOVA-NOHE JLOVA.  J 

MAHORNER.  H 

0S190 

MACHLEDER.  HI 

10412* 

03502 

LYOON.  RJ 

08218*  10535* 

MAEDA.  HR 

MAHOUR.  GH 

02777   0637  1* 

MACIEJEWSKI.  A 

06461* 

01674*  04417* 

04437   08545 

LYMAN.  RL 

04828 

MAEDA.  R 

09269 

01936* 

MACINOT.  C 

07442 

MAI  .  M 

LYNCH.  HT 

06110 

MAEGRAITH,  BG 

01306 

03868* 

MACK.  E 

02695 

MAIAT.  VS 

LYNCH.  MJ 

06064* 

MAENHOUOT,  R 

00476   09413 

10304 

04207* 

MACKAY.  C 

04784   10820 

HAIBACH.  HI 

LYNCH.  RE 

00562 

MAENO,  H 

00564 

04262* 

MACKAY.  OH 

02007 

MAIDA,  JM 

LYNCH,  WE 

07920* 

MAENPAA.  J 

04715 

01094 

MACKAY.  IR 

06609* 

MAIER,  J 

LYND.  FT 

00731*  03123*  06648   09301*   MAENZA.  RM 

04455 

10651 

MACKBV,  MJ 

04210*  04211*  04212* 

MAIER.  HP 

LVNO.  JO 

OOSOS* 

MAES,  MJ 

04887 

10651 

05645 

lilt 


MAILLAROa  JN 

00662*  0S7A3   09909 
MAILLARO.  JP 

09423*  10550 
MAILMAN.  OS 

03637* 
MAIMUNKOV.  K 

0S126 
MAIN.  RG 

04766 
MAINARO.  R 

06573 
MAINEA.  I 

05304 
MAINETTl.  JM 

03364   09249 
MAINGUET,  P 

06825   06052 
MAINIGI.  KO 

0204S 
MAINZER.  F 

06876 
MAISTERRENA.  J 

03S66 
MAISTERRENA.  JA 

09218 
MAISWAL.  MSO 

05965 
MAJ.  S 
10348 
MAJEWSKI.  C 

03383 
MAJEWSKI.  PL 

09716* 
MAJEWSKI.  W 

08383 
MA  J I  MA.  S 

07590 
MAJUMDAR.  AC 

00231* 
MAJZEL.  F 

02039 
MAKARENKO.  TP 

00808 
MAKAREVICH.   lA 

09580 
MAKAREVITCH.  OF 

05894 
MAKAROV.  AA 

06575 
MAKELA.  V 

0  1428   01429   02895* 
MAKHIMENKCVA,  AN 

00111 
MAKHLOUF.  GM 

01942*  06398*  07474* 
MAKHMUOOV.  AB 

0  3941 
MAKHOV.  NI 

04449   10630 
MAKHOVA.  VI 

10630 
MAKI.  T 

01624*    02573*    05767*     10770* 
MAKING.     I 

03486* 
MAKITA.     T 

07224 
MAKOKHA.     NS 

10371 
MAKOSKI.     HB 

08000        09477 
MAKSIMOV.    GA 

07665 
MAKSOUO.     JG 

09802* 
MALACHI.     EG 

02327* 
MALAFIEJ.     E 

04365 
MALAFOSSE.     M 

04150        09541        10489 
MALAISSE-LAGAE.     F 

07018 
MALAKHOVSKII .    DS 


10230 
MALAKHOVSKI  I  . 

04286 
MALAMOS.  E 

03489* 
MALATY.  HA 

08068 
MALAVIYA.  AN 

06167*  07080 


07035   I  061  I 


10657 


IE 


10732* 


MALBEZIN.  E 

05054 
MALOONADC.  N 

02336*  06816*  07712*  10406* 
MALEEV.  A 

07997   08427 
MALEEV.  N 

07731 
MALEKI,  M 

00873 
MALEN.  CE 

06420 
MALEVA.  0 

01  107 
MALEY.  F 

08787 
MALINOVSKl.  NN 

09630 
MALINOM.  MR 

00227 
MALIS.  F 

10408* 
MALISHEV.  OT 

06142 
MALKOVA,  EV 

00881 
MALKCVA.  VI 

06726 
MALLARD.  G 

06597 
MALLARD.  JR 

10064 
MALLEI  N'<  R 

09643* 

MALLET  GUY.  P 

05133   06429 

MALLET  GUY.  Y 

06336   10611 

MALLING.  HV 

08212* 
MALLINSON,  CN 

01760   06816* 
MALLCRY.  A 

10721 
MALOUF.  NN 

08805 
MALOWANCZVK,  I 

08383 
MALT.  RA 

05563   06217*  08246* 
MALTSEV.  VA 

08512 
MALTSEV.  VM 

06157 
MALVAR.  P 

09511* 
HALVE  A.  BP 

08630 
MAMAMTAVRISHVILI.  DG 

08909 
MAMBRINI .  A 

00922 
MAMELLE.  JC 

05936 
MAMMANA.  LA 

06053   06225 
MAMYKIN.  SN 

06781 
MAN.  B 

05656* 
MANAK.  J 

08375 
MANANA  CATTANI.  J 

05285 
MANANA.  J 

05785 
MANAX.  WG 

06238 
MANCHESTER.  KL 

01  104   01111 
MANCUSO.  L 

02567   04398 
MANCUSO.  TF 

00762* 
MANDACHE.  F 

02276   C7645 
MANDAIRON.  Y 

06336 
MANOEL.  ID 

07797    10121* 
MANOEL.  JL 

07398 
HANOELL.  H 
10503* 


10321    10493 


MANDELSTAM.  P 

00065* 
MANOEMA.  E 

10846 
MANDIOLA.  SA 

06962* 
MANDUCA.  A 

02940 
MANECHE.  HC 

02615* 
MANENTI.  A 

07819 
MANENTI.  F 

01619 
MANGINI  .  O 

08612 
MANGOS.  JA 

05450* 
MANGUSO.  L 

10353 
MANIER.  JW 

01763   03073 
MANIGAND.  G 

01600* 
MANIS.  J 

01832* 
MANJREKAR.  PS 

02659 
MANKINA.  NS 

07170 
MANN.  CV 

01006 

MANN.  K 

09060* 

MANN.  NS 

05300 
MANN.  RJ 

10221 
MANNEF.  R 

05749   10431*  10498 
MANNHERZ.,  J 

10240 
MANNUCCI.  PM 

00270* 
MANOILOV.  KP 

01315 
MANOUILOFF.  J 
00164   02247 
09084    10261 
MANSFELD.  E 

04722 
MANSFORD.  KRL 

02902 
MANSO.  C 

01526 
MANSON  BAHR.  PEC 

10864 
MANSOUROVA.  ID 

07299   08196 
MANSSON.  T 

08933* 
MANSUROV.  KX 

09791 
MANSUBOVA.   ID 

07147 
MANTONICC  SANTORO.  M 
04448   10476   10477 
MANTOVANI.  M 

02228 
MANTOVANI,  P 

01030*  02077 
MANTOVANI.  R 

09323 
MANTZ.  O 

07608 
MANTZARIS.  V 

03990 
MANUBAY,  S  JR. 

06653 
MANZO.  L 

03751* 
MANZONI.  A 

09337 
MAOUNI.  A 

02595 
MAOUNIS.  F 

00706* 
MAPPES,  G 

07350* 
MARAFANTE.  E 

10088 
MARANGONI.  OB 
03437 


04816   05495* 


05485   09942* 


MARANO.  R 

09851* 
MARATKA.  Z 

01344*  03241    05782   10324 
MARAZUELA 

07504 
MARCH.  SC 

03554 
MARCHANO.  C 

10008* 
MARCHANO.  P 

030SS*  09103* 
MARCHAN6.  P 

08486* 
MARCHE.  C 
00936   04495   049r6*  05293* 
05377   08708 
MARCHENKO.  NP 

0776S 
MAHCHcTTI ,  G 

016695' 
MARCHIS-MQUREN.     6 

04626* 
MARCINISZYN.      JP    JR. 

07295* 
MARCINKOWSKI.     T 

10665 
MARCON.  N 

00265* 
MARCONDES.  E 
00311   00312   00313   01784* 
04982 
MARCOS  BECERRO.  JF 

04144 
MARCOS  LOPEZ.  J 

07672 
MARCUS-aOQUET.  G 

03370 
MARCUS.  R 

00568*  02405* 
MARCUSSEN.  J 

10199* 
MAHCZYNSKA,  A 

04834 
MAROASHEV.  SR 

10149 
MARDER.  MZ 

10121  * 
MARECEK.  Z 

08802   10746 
MARECKOVA.  O 

04086 
MAREK.  J 

06285 
MARENCO.  G 

06829 
MARESCHAL.  JL 

10464 
MARGARETTEN.  W 
00687   02612* 
MARGOLIN.  FR 

10508* 
MARGOLIS.  S 

04239*  06434*  07328* 
MARGULIES.  S 

10138* 
MARGULIES.  SI 

08643* 
MARGULIS.  AF 

09794* 
MARGULIS.  AR 

05818*  06835*  07205*  10500* 
MARGULIS.  FB 

10301 
MARGULIS.  L 

oassa 

MARIA.   TA 

03071 

F 


MARIOOR 

02538 
MARIIEV 

08679 
MARIN. 

06158 
MAR  IN. 

01277 
MARIN 

06828 
MARINESCU 

07596 
MARINI.  M 

06097 
MARION.  P 

10726* 


AI 


GA 


Ills 


MARISCAL.  G 

03063   03136   03517 
MARK,  E 

03584 
MARK.  JBD 

03888   10786 
MARKELOVA.  IV 

02840*  09093 
MARKELOVA,  VF 

01996   09105* 
MARKIEWICZ,  K 

10454 
MARKIN.  SP 

09332 
MARKKANEN.  T 

00363*  09635* 
MARKC,  OP 

09569 
MARKOFF,  N 

02480 
MARKOV,  O 

05786 
MARKOV.  KM 

08783 
MARKOVITS.  S 

06868 
MARKOWITZ,  AM 

1  0824 
MARKS,  C 

05960 
MARKS,  I 

060S1* 
MARKS,  IN 

01359   02260*  03327*  04071* 

05532*  06007   07308*  09479* 
MARKS.  J 

0  8617* 
MARKS,  JM 

08620* 
MARKSCHEID-KASPI ,  L 

05452* 
MARKOS,  V 

06823 
MARLEAU,  D 

02914*  06114 
MARLETTA,  F 

03677* 
HARLISS.  E 

Olios 

MARLON,  A 

08789 
MARNER,   IL 

09229 
MAROCCO.   IN 

08817 
MAROS.  T 

02493*  08881 
MAROUANO.  J 

04183 
MAROUAROT.  H 

02461 
MARQUES  DE  OLIVEIRA,  Z 

05370 
MAROUES  VIEIRA,  0 

0  3959 
MAROUEZ  REVERON,  A 

00417 
MAROUEZ-REVERON,  A 

00355 
MARRIOTT,  J 

00069   00086 
MARRONI ,  CA 

00728 
MAR5B00M.  R 

06391 
MARSDEN.  JC 

04592* 
MARSH.  GW 

0  1398* 
MARSH.  JB 

01994 
MARSH,  ME 

01086* 
MARSH,  MN 

06307*  07259 
MARSH,  WH 

01820   0462S*  04630*  10002* 
MARSHAK.  RH 

00592   02129   06632   09230 
MARSHALL,  M  JR. 

06032* 
MARTEINSSON,  BTH 

05065 


MARTEL. 

W 

MARTINEZ  RAPOSO.  A 

0228S* 

03846 

00291 

MARTELLI.  A 

MARTINEZ  SEEBER,  JL 

07639* 

05935 

MARTI,  J 

MARTINEZ  VAZQUEZ.  JM 

00856 

04820 

06182   07963 

MARTIN  AGUAOO, 

MJ 

MARTINEZ-6ARZA,  V 

05094 

08615* 

MARTIN  PREVEL. 

C 

MARTINEZ.  F 

07013 

03504 

MARTIN  VILLAR, 

J 

MARTINEZ.  JM 

10702 

00291 

MARTIN  VIVALDI 

MARTINEZ,  R 

MARTINEZ,  L 

04487 

05206 

MARTIN  VIVALDI^ 

>  R 

MARTINEZ,  LO 

00823 

04  82  0 

04715   05710 

MARTIN-VIVALOI  , 

1  R 

MARTINI.  GA 

03553 

05661 

05151* 

MARTIN, 

A 

MARTINOD.  FS 

06SSO 

C851  6 

09121* 

09S38 

MARTIN, 

DC 

MARTINOV,   AI 

01871* 

04805 

MARTIN, 

DE 

MARTINOV.  IAS 

10045* 

00881 

MARTIN, 

DJ 

MARTINOV,   VE 

03051* 

03115 

MARTIN, 

OR 

MARTINS  CAMPOS,  JV 

09631* 

01784*  07184 

MARTIN, 

E 

MARTINS  SILVA,  J 

04495 

07158 

10801 

01526 

MARTIN, 

ED 

MARTINS,  MS 

03538 

06228 

MARTIN, 

F 

MARTINS,  U 

00439* 

02282 

02263   02969 

02302 

05469* 

07965 

MARTON,  Z 

MARTIN, 

G 

03693 

02581 

MARTONFFI,  K 

MARTIN, 

'h 

09610 

08361 

MARTONFFY,  K 

MARTIN, 

J 

06931 

04178 

05112 

09809 

MARTOV,  IB 

MARTIN, 

JD 

06431    06477 

10423 

MARTULA,  M 

MARTIN, 

JD  JR. 

04722 

0501 1  * 

MARTY,  C 

MARTIN, 

JF 

08640 

05664 

MARTY,  L 

MARTIN, 

JR 

05347 

02601 

MARVER,  HS 

MARTIN. 

MA 

01491* 

05381 

MARX,  E 

MARTIN, 

MJ 

03318   06128 

04263* 

MARX.  M 

MARTIN, 

MS 

01821 

00439* 

02282 

02283   02969 

MARZA,  L 

MARTIN, 

NL 

09954* 

04282 

MARZA,  V 

MARTIN. 

P 

02556 

04837 

MARZI,  M 

MARTIN. 

PV 

00860   05906 

01453 

MARZO,  A 

MARTIN. 

SS 

01669* 

05421 

MAS"UKEVICH,  VN 

MARTIN, 

w 

09695 

05926* 

MASAKI,  S 

MARTIN, 

WJ 

02766 

06974* 

MASALA,  C 

MARTINEAU.  G 

00426   01320 

02432* 

0427  0* 

10694* 

MASAMURA,  E 

MARTINEAU,  GL 

07896* 

08761* 

09641* 

MASAND.  GP 

MARTINEK,  H 

05972 

01481 

MASCHENKO,  RG 

MARTINEL,  C 

09352 

07673 

MASCHIO,  G 

MARTINELLI,  G 

07092* 

03080 

0950S 

MASCIA.  D 

MARTINELLI,  V 

0  3419 

10649 

MASERA,  N 

HARTINENKO,  II 

10185 

03444 

MASETTO,  OE 

MARTINEZ  FALERO,  J 

05087 

01627 

MASHKCV,  OA 

MARTINEZ  GARZA 

,  V 

10652 

09657 

MASIH,  B 

MARTINEZ  MANAUTOU,  J 

09612 

01565 

MASJUAN,  L 

MARTINEZ  MARTINEZ.  A 

01253 

04320 

MASKOW,  G 

MARTINEZ  MARTINEZ,  P 

09631 

00650 

MASLINSKI,  SM 

MARTINEZ  PEREZ 

.  E 

06409* 

08049 

MASLCV,  SI 
10S47 

MASLOVA.  MG 

06997 
MASON.  AMS 

00654* 
MASON,  ASM 

02442* 
MASON,  DK 

00841    07470   08157 
MASON.  EE 

01933*  08393* 
MASON,  MC 

04209* 
MASSA,  JL 

053S7   09281 
MASSAIOLI,  N 

10185 
MASSARELLA.  GR 

05139*  05140* 
MASSARRAT.  S 

07894*  09894* 
MASSEIEFF.  R 

05174 
MASSEY,  WH 

05172 
MASSEYEFF,  R 

10573* 
MASSION.  W 

02090 
MASSON,  GMC 

10031  * 
MASSON,  JM 

06550 
MASSON.  MJM 

05381 
MASTER.  A 

08855 
MASTERA.   N 

08945 
MASTERS,  BSS 

07386 
MASTIUKOVA,   IN 

05248 
MASTNY.  KH 

06248 
MASTO,  AS 

10026* 
MASTRIUKOV,  VA 

02978 
MASTURZO,  T 

04196 
MASTYNSKA,  M 

01360 
MASUDA,  H 

01  195* 
MASUDA,  M 

01  195* 
MASUDA,  Y 

101  1  1 
MASUI.  Y 

0033S 
MASUMOTO.  K 

03828* 
MASUNAO,  O 

06959 
MASUR.  R 

09  643* 
MAT A.  LJ 

00884   08027 
MATEI.  AM 

07595 
MATEO  MARTINEZ.  A 

00782   00784   00812   00818 

0169J   01731    06227 
MATEU  SIMO.  P 

05876 
MATHAN.  VI 

00545*  00546*  00899   01392* 

06611*  10415* 
MATHEOVA,  E 

05939 
MATHEWS.  J 

04335 
MATHEWS,  JE 

03567   06802 
MATHEY,  JC 

08002 
MATHIESON.  AJM 

0495b 
MATHIEU.  H 

04553 
MATHItU,  P 

10184 
MATHIS,  P 

07738 


1U16 


MATHOTH.  V 

04987 
MATHUR.  KS 

07681 
MATHUR.  MN 

08310 
MATIASHIN.  IM 

0601  0 
MATINI.  K 

08934* 
MATIUSHIN,  IF 

07665 
MATKO.  1 

01304 
MATOLO.  NM 

08021* 
MATOTH,  Y 

00552* 
MATOVA.  EE 

07009 
MATOVETSKAIA.  LI 

08929 
MATSANIOTIS.  N 

00706* 
MATSCHINER.  JT 

08256 
MATSUPARA.  T 

01  124 
MATSUBAYASHI .  F 

08432   08433 
MATSUDA,  H 

02705*  04709   09900 
MATSUDA.  I 

02071   06923* 
MATSUDA.  Y 

0432S*  0E14S* 
MATSUI.  H 

06339 
MATSUISHI.  S 

04187 
MATSUMOTC.  K 

09362 
MATSUMOTO.  T 

03152   C3947   08566 
MATSUMOTO.  Y 

08431    08453 
MATSUMURA.  A 

10297 
MATSUMURA.  R 

07896* 
MATSUOKA.  K 

0  1894 
MATSUOKA.  T 

06643 
MATSUSHIMA.  Y 

0911  I* 
MATSUSHIRO.  T 

01622*  02573*  10770* 
MATSUTAKA.  H 

07344* 
MATSUURA.  K 

03104 
MATSUYAMA.  A 

06322 
MATSUZAKI.  T 

10376 
MATT,  CA 

08269 
MATTELAER.  JJ 

10820 
MATTENHEIMER.  H 

0429  3 
MATTERN.  R 

09462 
MATTEUCCl .  P 

06634 
MATTHEWS.  B 

00129 
MATTHEWS.  DM 

00078   02746*  09032 
MATTHEWS.  JM 


TS 

WJ  JR> 


031  13 
MATTHEWS 

02675 
MATTHEWS 

09600* 
MATTHIAS.  JO 

01730 
MATTHYS.  F 

10133* 
MATTLOCKS.  AR 

05211* 
MATTOS  BARETTO. 

03002* 


MATTSSON.  C 

01230 
MATTY.  AJ 

00054*  0095  1*  02759* 
MATUBO.  H 

09293* 
MATUSZAK.  J 

0  2  527 
MATUTE  VIDAL.  A 

04139 
MATUTE.  A  JR. 

04139 
MATVEEV.  VI 

01383 
MATZ.  LR 

08531* 
MAUNSBACH.  AB 

09897 
MAUPAS.  P 

03445   04355 
MAUR.  M 

03979 
MAURAT,  JP 

07131 
(JAUREL.  G 

04446   09885 
MAUPER.  C 

02926   06450* 
MAURER.  G 

09824 
MAUPER.  HJ 

08140* 

MAURER.  W 

02936   03583   05775   10549 

10766* 

MAURI.  MM 

10154 
MAURIZI  ENRICI.  M 

03018 
MAUTONE.  D 

06906 
MAUUARY.  G 

00675        07085 
MAUVAIS    JARVIS.     P 

03764 
MAWHINNEY.  H 

04970* 
MAX.  E 
03142 
MAX.  SR 

00977 
MAXWELL.  JA 

07661 
MAXWELL.  JD 

00549*  01993   08142* 
MAXWELL.  JG 

08183* 
MAY.  H 
09576 
MAY.  HI 

01433   02304 
MAY.  KJ  JR. 

05067 
MAY.  KL 

04586 
MAY.  RE 
06222* 
MAYER.  GP 

00084 
MAYER.  PJ 

00149* 
MAYER.  RJ 

08092 
MAYERSOHN.  M 

08115* 
MAYET.  F6H 

06329 
MAYLIE.  MF 

00179* 
MAYNARD.  EP  HI 

00711*  06134 
MAYNARD.  JE 

04721   07077 
MAYO.  KG 

04437 
MAYS.  ET 

05149* 
MAYSTON.     PO 

02819* 
MAYUMI.     M 

07512 
MAZENGIA.  B 
0218S 


MAZHINSKAIA.  VP 

06184 
MAZIER.  WP 

03219*  03220* 
MAZOVETSKIl.  AG 

06133 
MAZUELOS  VELA.  J 

03066 
MAZURE.  PA 

03915   09171* 
MAZUREK.  W 

01904 
MAZURIK.  MF 

06725   09404 
MAZZACCA,  6 

03461* 
MAZZARIELLC.  R 

10763* 
MAZZEO.  F 

04799 
MAZZONl .  G 

00752 
MCADAM.  WAF 

00576*  03225* 
MCADAMS.  AJ 

01419* 
MCALHANY.  JC 

03005* 
MCALHANY.  JC  JR. 

0583E   08336* 
MCALISTER.  WH 

02195 
MCALLISTER.  JS 

1  0125* 
MCARDLE.  AH 

04858*  08522* 
MCARTHUR.  MS 

06693*  10772* 
MCERIDE.  CM 

07157 
MCBRIEN.  MP 
06559   09457 
RE 


WV  JR 


WV  JR. 

02563*  10589* 


MCCABE 
0237S 
MCCALL.  JT 

0S201 
MCCALL.  SJ 

03462* 
MCCANDLESS.  OW 

01954* 
MCCARTHY.  CF 

05219 
MCCARTHY.  D 

07956* 
MCCARTHY.  LJ 

07519 
MCCARTHY.  W 

05715 
MCCARTY.  DJ 

01575* 
MCCARTY.  JE 

10867 
MCCLOY.  RM 

02638 
MCCLUGAGE.  SG  JR. 

08235* 
MCCLURE.  WR 

07437   07438   07439   07440 
MCCOLL.  I 

02736*  10327 
MCCOLLUM.  RW 

09725* 
MCCONNELL.  RE 

05387   07155* 
MCCORD-DICKMAN.  O 

02419 
MCCOWN.  A 

04044 
MCCOY.  J 

07480* 
MCCRANN.  DJ 

09706 
MCCRAY.  RS 

00394* 
MCCREADY.  VR 

03843   05694   08295* 
MCCREDIE.  DA 

07039* 
MCCREIGHT.  WG 

03710* 
MCCULLOUGH.  FS 
02560*  03633* 
MCCULLOUGH.  H 
00220   00669 


MCCUSKEY.  RS 

08235* 
MCDEHMOTT.  FT 

06609* 
MCOERMOTT 

04265* 
MCOERMOTT 

00207*  01504 
MCD0NA6H.  AF 

07486* 
MCDONAGH,  TJ 

01574* 
MCDOUGAL.  WS 

08186* 
MCELHONE.  MJ 

08222* 
MCELLIGOTT.  M 

00519 
MCewAN-ALVARADO.  G 

04622* 
MCEWAN.  AC 

02201 
MCEWAN.  FC 

07822* 
MCEWEN.  C 

03296 
MCGARITY.  WC 

0416S   05786 
MCGAVIN.  MD 

076J5* 
MCGEACHIE.  JK 

09902 
MCGEE.  EM 

01513 
MCGEE.  M 

01953* 
MC6E0WN.  MG 

05155* 
MCGILL.  OAF 

08768* 
MCGINNIS.  KD 

03667* 
MCGIVEN.  AR 

03709*  09901 
MCGLAUGHLIN.  PS 

09240* 
MCGONIGLE.  DJ 

05364 
MCGOVERN.  B 

06776 
MCGOWAN.  JA 

06989 
MCGOWAN.  L 

08040 
MCGUIGAN.  JE 
00003*  OlOll*  01177*  01343* 
02716*  07287*  08039 
MCHALE.  CG 
06485 

GG 


MC 


MCHAROY. 

00386 
MCHENRY. 

03564 
MCILHATH.  DC 

00331   0S848 
MCINTOSH.  N 

01728 
MCINTYRE.  A 

06990* 
MCINTYRE. 


N 


03354*  03639*  04263*  04547* 
05157* 
MCKAY.  DG 

02612* 
MCKEAN.  CM 

05572 
MCKECHNie.  JC 

06077 
MCKEE.  DM 

03884 
MCKELVEV.  STD 

00475   00569* 
MCKERN.  A 

02049*  08986* 
MCKIDOIE.  MT 

00549* 
MCKILLOP.  DB 

06020* 
MCKINNEV.  GR 

01927 
MCKIRDV.  HC 

05415* 
MCKITTRICK.  JE 

06740* 


1417 


MCLACHLAN,  MSF 
05649*  0e4S3» 
MCLAREN.  OS 

01767   01768 
MCLAUGHLIN.  JS 

03000* 
MCLAUGHLIN,  MM 

06337 
MCLAUGHLIN.  P 

00227 
MCLEAN  BAIRD.  I 

02684 
MCLEAN.  AEM 

01561 
MCLEAN.  EK 

01561 
MCLEAN.  FW 

00952* 
MCLEISH.   I 

09963 
MCLELLAN.  OS 

03442 
MCLEOD.  DA 

04691*  09726* 
MCLLHATH,  DC 

04951    05016*  09183* 
MCLLVEEN.  B 

02440* 
MCLOUGHLIN.  GP 

03823 
MCLOUGHLIN.  MJ 

01270   02178   06083 
MCMAHON.  RE 

074  36 
MCMANUS.  JPA 

00613*  03132*  07658* 
MCMANUS.  MR 

06292 
MCMASTER.  WC 

01937* 
MCMURPHY,  OM 

01867* 
MCNAIR.  A 

10681* 
MCNAMARA.  J 

03341* 
IrKNAMARA.  JJ 

04466 
MCNEAL.  JE 

07653* 
MCNEILL.  O 

06795 
MCNEILL.  DO  JR. 

01391 
MCNEILL.  JR 

00245 
MCNEILL.  LK 

00507* 
MCNULTY.  JG 

0  877  3 
MCPARTLIN.  JF 

05715   10442* 
MCOTADERl.  F 

01162 
MCSEVENEY.  O 

02352* 
MC SHERRY.  CK 

02574*  03207*  05653*  08904 
MCSHERRY.  NR 

05450* 
HCSWAIN.  B 

02369 
MCVICKER.  TA 

05556* 
MCWHORTER.  JM 

02241 
MCWILLIAMS.  TG 

05297* 
MEADE.  RC 

05339*  09114* 
MEAKINS.  JL 

06959* 
MEANEY.  TF 

01266 
MEDAL  IE.  J 

01601* 
MEDAL  IE.  JH 

00454* 
MEDELSI.  0 

05323 
MEDINA  AGUILAR.  R 

00719 

MEOLA.  F 

07994 


MEDRANO.  J 

07629 
MEDVEDEV.  NP 

03574 
MEDVEDEV.  VN 

01220   05319 
MEDVeOEVA,  NT 

06549 
MEEDER.  VKR  JR. 

09807* 
MEEROFF.  JC 

01435   02812   02921    03851 
MEEROFF,  M 
00408   00606   01435   01E44 
02812   03263   03307   05077 
MEERSSEMAN.  F 

05868 
MEEUWISSE.  G 

01396* 
MEGEVANO.  R 

03471 
MEHLMAN.  OJ 

10224 
MEHLMAN.  MA 

06466* 
MEHNERT.  A 

00008* 
MEHNERT.  PJ 

07979* 
MEHROTRA.  TN 

06890 
MEHTA.  D 

09780* 
MEHTA.  GS 

09489 
MEHTA.  SK 

03189*  08624 
MEHTALIA.  S 

10019* 
MEI  .  N 
01007 
MEIER  RUGE.  W 
05049   08713 
MEIER,  B 

02926 
MEIKLE.  AG 

01419* 
MEINDERS  GROENEVELD.  J 

08098 
MEIRELES  OE  MIRANDA.  E 

00838 
ME  I SL .  B 

05764* 
MEISS.  RA 

03674* 
MEITNER.  PA 

09985* 
MEKATA,  F 

03694 
MEKATA,  H 

08448 
MEKEL.  RCPM 

06739* 
MEKHJIAN.  HS 

04543* 
MELA.  L 

02030 
MELCHEBT.  R 

10318 
MELCHIORRI.  P 

01925   07289* 
MELDOLESI.  J 

00176*  02821*  10014* 
MELDOLESI.  U 

05706   07823* 
MELGAR.  E 

08618* 
MELHORN.  DK 

06813* 
MEL  I  .  A 
04637* 
MELICHAROVA.  M 

05437* 
MELJKUMCV.  RS 

05044 
MELK.  MV 

07506 
MELKI,  G 

05109 
MELLERUP.  ET 

01101 
MELLIERE.  D 
04254 


HZ 


RWP 


JR. 


CE 


HR 


MELLINS. 

09635 
MELLISH. 

0261 1* 
MELNICK.  J 

07055*  10696* 
MELNICK.  JL 

00717   05657*  07926 
MELNIK.  LA 

06658 
MELZER.  H 

02799* 
MENA.  I 
09935* 
MENACHE.  O 

07936 
MENAGER.  C 

00866 
MENARD.  D 

0631 1* 
MENAROI.  G 

07176 
MENCZEL.  J 

10122* 
MENDA.  RK 

05971    07766 
MENDEL.  AK 

08539 
MENDEL.  C 

05446* 
MENDELOFF.  AI 

09868   10388* 
MENDELSOHN.  F 

06148 
MENDEN.  E 

00082 
MENDEZ.  J 

01364 
MENDOZA.  CB 

03467 
MENDOZA 

07400 
MENDOZA 

01409 
MENEGHINI 

01283 
MENG.  CH 

07479* 
MENGE.  H 

06422 
MENGHI.  P 

04360 
MENGUY,  R 
00462 
07702 
MENICHINI 

08585 
MENIS.  0 

09131* 
MENNINl . 

09974* 
MENSHEHA, 

05952* 
MENSHIKOV.  FK 
02315   03994 
MENYHART.  J 

06435*  06436* 
MEOZZI.  A 

01713 
MERCADAL  PEYRl.  ( 

04180 
MERCADANTE.  .* 

07797 
MERCADIER.  M 

05881   06718   1( 
MERG.  A 

06910 
MERIGAN.  TC 

08789 
MERIKALLIO.  E 

06090 
MERILLON.  H 

05800 
MERINO  LOPEZ.  V 

04320 
MERINO  MORENO,  J 
03377 


01937*  02191* 
09278   10214 
G 


NM 


04732* 
10391* 


MERINO. 

04972* 
MERINO. 

03559 
MERKEL. 

05096* 


F 
10706 

M 


MERKER.  PC 

01844* 
MERKUSHEV,  GN 

02866 
MERLE.  M 

0921£* 
MERLD,  G 

09324 
MERCO.  RB 

05895 
MERONI.  R 

08854 
MERRILL  GIBSON.  J  JR. 

10620 
MERRILL.  DA 

07072 
MERRILL.  JP 

10817* 
MERSCH.  G 

05220* 
MERSei.  F 

08968 
MERSHEIMER.  *L 

04435 
MERSMANN.  HJ 

02857* 
MERTENS.  A 

07691 
MERTVETSOV.  NP 

07377 
MERTZ.  OP 

01928   05519   09060* 
MERVYN.  L 

04534* 
MERZ.  K 

02168 
MESCH.  H 

04603* 
MESCHAN.  I 

05664 
MESCHERIAKOVA.  SA 

0751  1 
MESSELOFF.  CR 

09780* 
MESSER.  M 

09142 
MESSER.  R 

08392* 
MESSICK.  JM  JR. 

0491  1 
MESSIER.  8 

02706* 
MESSING.  RB 

08172* 
MESSINGER.  NH 

05955* 
MESSMER.  K 

01041 
MESTECKY.  J 

05417* 
MESTER.  A 

04979 
MESTER,  E 

00770*  08211 
MESTRALLET,  6 

06764 
MESZAROS.  E 

08839 
MESZAROS.  J 

10618 
METAYER.  P 

04702* 
METCHE.  T 

06929* 
METELITSA.  VI 

07009 
METTRICK.  OF 

08986* 
METZGER.  C 

02639 
METZL.  J 

05122* 
MEUCCI.  O 

10366 
MEUNIER,  J 

05226*  07079 
MEUWISSEN.  JATP 

03837 
MEYBORG,  F 

01571 
MEYER  ZU  SCHWABEOISSEN.  O 

00722 
MEYER  ZUM  BOSCHENFELDE .  KH 
00732 


iai8 


MEVERi  B 

0  0501 
MEYER  t  BP 

08391* 
MEYER>  HM  JR. 

00721 
MEYER.  J 

01514 
MEYER.     JH 

05530* 
MEYER.     RK 

100»S* 
MEYERING.     E 

00055*  09029* 
MEYEROWITZ.  BR 

02993* 
MEYERS.  BE 

05181 
MEYERS.  MA 

05865 
MEYERS.  PH 

06878   07494 
MEYZA.  J 

02376 
MEZEY.  E 

0  1668*  05454*  07958* 
MEZEY.  K 

08407 
MGBOOILE.  MUK 

09108* 
MIA.  AS 
07835* 
MIAGKOVA.  LP 

03198 
MICHAEL  CAVIES.  A 

05001 
MICHAEL.  AI 

09660 
MICHAELIAN.  MJ 

03681* 
MICHAELS.  DL 

08555 
MICHAELS.  GO 

02078 
MICHALKE.  W 

09757 
MICHALSKA-KASZYNSKA,  M 

06479 
MICH«LSKA.  L 

03812 
MICHAUO.  P 

07960 
MICHEL.  A 

09619* 
MICHEL.  H 

05282   06929*  07071    10643 
MICHEL.  HJ 

10042* 
MICHEL.  W 

04167 
MICHETTI.  P 

03195 
MICHIELS.  G 

00788 
MICHIELS.  R 

06139   10633 
MICHNEVIC.  I 

02430* 
MICIC,  DV 

08267 
MICLUTIA,  M 

07872 
MICZBAN.   I 

07600 
MIODELL.  AI 

03510 
MIDDLETON.  CJ 

02991* 
MIDDLETON.  WRJ 

00512   02628   02896* 
MIDTVEOT.  T 

07459 
MIEOERER.  SE 
00150*  00158   00292   02718 
07615*  08193   08312   10235 
MIELECKI.  T 

04500   04795 
MIELKE.  FW 

09428* 
MIEMIEC.  E 

1  0410* 
MIENY.  CJ 
06589 


MIERZWA.  A 

07934 
MIETE.  M 

01879 
MIETENS.  C 

08635   09496 
MIETTINEN.  TA 
05617   06915*  07705*  07706* 
07788*  10086 
MIGDAL.  A 

01708 
MIGEOTTE,  P 

10689* 
MIGLIO.  F 

04522*  09506 
MIGLIORE.  JJ 

02422* 
MIGLIORINI.  RH 

05552* 
MIGNEN.  C 

07160 
MIGNCN.  M 

03728   06405*  09970* 
MIGUET.  B 

07677 
MIGUET.  J 

09476 
MIHAILCV.  C 

06702 
MIHAILOVICH.  N 

02457 
MIHALJEVIC.  B 

01687 
MIHATSCH.  M 

00791 
MIHOK.  G 

08354 
MIKAMI.  T 

07992 
MIKASHINOVICH,  ZI 

10605 
MIKAT.  DM 

09524* 
MIKHAIL.  AA 

01350* 
MIKHAILICHENKO.  01 

00299 
MIKHAILICHENKO.  VA 

01467 
MIKHAILOV.  AN 

00529   05052   0S999   06797 
MIKHAILOV.  FA 

0  0869 
MIKHAILOVA.  TA 

01131 
MIKHAILOVSKAIA.  LA 

07506 
MIKHALEVSKAIA.  KN 

06670 
MIKl.  T 

08371 
MIKLIC.  D 

01776 
MIKOAJCZYK.  G 

10059* 
MIKOLAJKOW.  A 

08327 
MIKOS.  E 

05533* 
MIKULAJOVA.  M 
04S20   05422 
MIKULECKY.  M 

00674   08776 
MIKULECKY.  MW 

01236 
MIKULSKA.  W 

0  3882 
flLANI 
07737 
MILANI  CCMPARETTI.  M 

05369 
MILANI.  C 

01330* 
MILANO.  AM 

05887 
MILCH,  E 

06921 
MILENKOV.  H 

02296 
MILENOV.  KT 

02773 
MILES.  PM 
01073* 


MILEV.  B 

09696 
MILHAUD.  G 

04708   06560 
MILIC-EMILI.  J 

07956* 
MILITAREV.  IM 

10481 
MILIUTINA,  VN 

03174 
MILLAN.  S 

02336* 
MILLAR.  DM 

10494 
MILLAR.  WG 

04956 
MILLARD.  SA 

Oil  19 
MILLBURN.  P 

00955* 
MILLER.  B 

02264*  04859*  10114* 
MILLER.  CF 

06794 
MILLER.  DF 

1  0465 
MILLER.  DL 

00903*  09921* 
MILLER.  DR 

10556* 
MILLER.  DW  JR. 

03212* 
MILLER.  EM 

05035 
MILLER.  ER 

01096 
MILLER.  EV 

04220* 
MILLER.  F 

04102* 
MILLER.  G 
00280   02936   03197   03583 
08304   09279 
MILLER.  HM 

10225 
MILLER.  HP 

10395 
MILLER,  HRP 

03600   04498 
MILLER.   IF 

0O140* 
MILLER.  JDB 

03182* 
MILLER.  JM 

05889 
MILLER.  JPG 

10575* 
MILLER.  JR 

03744* 
MILLER.  JV  JH. 

06986 
MILLER.  LD 
01022*  02030   03739   04046 
04631* 
MILLER,  LL 

00149*  06499 
MILLER.  M 

071 14* 
MILLER.  NE 

05621* 
MILLER.  ON 

0  1955*  03775 
MILLER.  RC 

06746* 
MILLER.  RE 
00566*  00574*  01650*  05862* 
05943*  08011* 
MILLER.  TN 

08725 
MILLER.  WL 

08546 
MILLER.  WT 

04108*  07173   07981* 
MILLER.  WV 

09733* 
MILLERET,  P 

07131 
MILLIN.  J 

05331 
MILLMAN.  I 

04346*  07913*  07914*  10706 
MILLS.  CF 
03749* 


MILLS.  RG 

02750* 
MILO-GOLDZweiG.  1 

04651* 
MILONOV.  08 

04969   08737   08776   08908 
MILSAP.  JH 

10490 
MILTON  OA  SILVEIRA.  G 

08901 
MIMIC  OKA.  J 

10096 
MIMOUNE.  G 

09649* 
MINAGI.  H 

06876   10508* 
MINAGUCHI.  C 

05652*  07491*  08292* 
MINAKUCHI.  C 

01489* 
MINALE.  C 

10843 
MINAMI.  H 

08451 
MINAMI.  R 

05545* 
MINAMIDATE.  A 

00093*  08143* 
MINASIAN,  AO 

03531 
MINCEV.  M 

08874   09783 
MINCIS.  M 

00898   01529 
MINCULESCU.  O 

08610 
MINEEV.  OP 

02240 
MINER.  PB  JR. 

07254* 
MINH.  T 

08534 
MINICONI.  P 

03878 
MINIHAN.  PT 

09600* 
MINNE.  H 

07292* 
MiNNIGERODE.  B 

02192 
MINTCHEV.  M 

00493   02162   05842 
MINTZ.  OH 

05575 
MIONI.  G 

07968 
MIR  PALLAROO.  J 

06224 
MIRABEAU  CRUZ.  J 

03395 
MIRANO.  EA 

02884   03343* 
MIRANDA.  C 

09192 
MIRANDA.  R 

03230 
MIRCIOIU,  C 

04245   07476*  10J22   10323 
MIRELLI.  E 

00484 
MIRKHOOZHAEV.  AK 

01239   08813 
MIRON.  C 

10718 
MIRONOV.  GS 

07172 
MlRONuVA,  VI 

10370 
MIROSHNIK.  EA 

02784 
MIRVISH.  SS 

01601* 
MIRZAEV.  AP 

00430   04936 
MISAKI .  F 

01309 
MISAROVA.  Z 

06126 
MISCH.  OX 

00053* 
MISCHUK.  II 

06780 
MISHALANY.  H 
00532   07734 


1419 


MISHALANV.  HC 

094S0 
MISHKIN.  S 

00958* 
MISHRA.  KC 

09044 
MISIEMICZf  JJ 

01866   02399*  02772   04124* 
MISRA.  HS 

02660 
MISRA.  MK 

06017 
MISRA.  NK 

01160* 
MISRA.  RC 

04992   07656*  10198* 
MISRA.  SC 

05965 
MISRI.  H 

05682 
MISTERKA.  S 

05747 
MISTILIS.  SP 

0  0659* 
MISUGI.  K 

00636 
MITAL.  HS 

08064* 
MITAL.  RN 

06081 
MITANI.   I 

03821 
MITCHELL.  ABS 

05794 
MITCHELL,  CG 

03831* 
MITCHELL.  DN 

06801*  09478 
MITCHELL.  JR 

08245* 
MITCHELL.  RJ 

04456* 
MITCHELL.  RL 

03749* 
MITCHELL.  MO 

09801* 
MITCHISON.  R 

10114* 
MITIN.  IV 

09265 
MITJAVILA.  S 

02027 
MITO.  Y 

06561 
MITOMI.  T 

09259 
MITRA.  R 

01772   02332*  02333*  02335* 

02608* 
MITRA.  SK 

10640 
MITRE.  RJ 

04227 
MITROFANOFF.  P 

0  62  32 
MITRUKA.  e 

05615 
MITSCHKE.  H 

03321    06306* 
MITSUDO.  S 

10078* 
MITTAG.  TW 

04678* 
MITTELMAN.  A 

08286* 
MITTELSTAEOT.  W 

05816 
MITTERMAYER.  C 

05774* 
MITTERMAYER.  K 

00197* 
MITTMAN.  C 

08757* 
MITTY.  HA 

06772 
MITTY.  WF  JR. 

00456* 
MITUS.  A 

01572 
MITZNEGG.  P 
04666 

MIWA.  K 
05678 


MIWA.  T 

01809*  03058* 
MIX.  L 

07431 
MIYAGI.  K 

07836* 
MIYAGISHIMA,  R 

04400 
MIYAGISHIMA.  RT 

02431* 
MIYAI.  K 

01968*  03752* 
MIYAJIMA.  N 

02017 
MIYAKE.  H 

01621* 
MIYAKE.  T 

08347 
MIYAMURA.  T 

08024 
MIYAR  GONZALEZ. 

01446 
MIYASHITA.  Y 

04836 
MIYAZAKI .  H 

04961 
MIYAZATO.  K 

02919* 
MIZELL.  S 

07445 
MIZIN.  VT 

05857 
MIZOCK.  B 

10021* 
WIZRAHY.  O 

00556 
MIZUGAKI.  H 

03161 
MIZUKAMI.  T 

09130* 
MIZUMOTO.  R 

00207*  06050* 
MIZUNO.  T 

09072* 
MLYNEK.  HJ 

07139 
MOANTH.  C 

05068 
MOBACKEN.  H 

0S5C1*  05929* 
MOBERG.  AW 

04649* 
MOBERG.  S 

09422 
MOBIUS.  G 

04771* 
MOCETTI,  T 

06186* 
MOCHIZUKI.  F 

03951   09385 
MOOAN.  6 

04414*  09800* 
MOOELSKI.  H 

09316 
MOOENA.  JLP 

08070 
MODESTOV.  VK 

01239 
MOOIANOVA.  EA 

04514 
MOOICA.  G 

00342 
MOOIGLIANI.  R 

01843*  04531* 
MOOIGLIANI.  U 

10855 
MOOY'  N 

006S2* 
MCOZELEWSKA,  T 

0338S 
MOOZELEWSKl.  T 

03385 
MOELLER.  O 

03075 
MOELLER.  R 

05822* 
MOELLER.  RK 
'  09277 
MOELLERING.  RC 

01775 
MOERTEL.  CG 

00672   01521 
MOES.  CAF 
01265 


MOGFORD.  HE 

02671 
MOGHRABI.  HM 

04340 
MOHALLA,  OJ 

02272 
MOHAMEO.  AH 

03727 
MOHAN  KAMATH.  H 

08069 
MOHAN  RAO,  M 

03779 
MOHANTY.  P 

01179 
MOHAY.  S 

06857 
MOHIUDDIN.  A 

02060 
MOHIUDDIN.  S 

02395 
MOHME-LUNDHOLM.  E 

0186S* 
MOHR.  JR 

04293 
MOHR .  W 

08096   10609 
MOINAOE.  S 

01464 
MOINE.  C 

05202   09797* 
MOINE.  0 

02692 
MOIR.  JO 

01295 
MOISA.  V 

06543 
MOISAO.  R 

04846* 
MOIZE.  SM 

03605* 
MOLAS.  G 

00593   01535 
MOLDENHAUER.  E 

10849 
MOLDENHAUER.  tt 

10849 
MOLDOVAN.  N 

06276 
MOLENAAR.  I 

04510* 
MOLENE.  DNS 

03107 
MOLINA.  E 

00341 
MOLINA.  JE 

02788* 
MOLINE.  J 

06550   08516 
MOLINE.  M 

05381 
MOLINIE.  C 

05226*  07079 
MOLINIER.  A 

09649* 
MOLLA.  AM 

10404* 
MOLLARET.  HH 

08961 
MOLLEKFN.  K 

06993 
MOLLER  HANSEN,  M 

08510 
MOLLER.  C 

02354*  06018*  06019* 
MOLLER.  H 

10713 
MOLLER.  K  III 

08121* 
MOLLGAARD,  V 

00741* 
MOLLICA,  F 

01872*  01873* 
MOLL  IN.  DL 

02609* 
MOLLISON.  KW 

10279* 
MOLL MANN.  H 
01571    01837*  03118*  07888 
10085 
MCLNAR.  JJ 

05401* 
MOLNAR.  L 
08980 


MOLONEY.  M 

10840 
MOMBELLI.  L 

05706   07823* 
MOMBELLONI.  P 

03476 
MOMBET.  J 

06908 
MON.  A 

04  958 
MONACELLI.  M 

05239 
MONACHELLO.  A 

09323 
MONAKHOV.  BV 

09351 
MONASTERIO.  L 

02654 
MONATH.  C 

03291 
MONCHIK.  GJ 

07647* 
MONCKEBERG,  F 

01657* 
MONCRIEF.  JA 

00461  * 
MONOAL.  A 

02608* 
MONOON,  MJ 

06253 
MONEREO.  J 

06578 
MONFORT  ALBELOA.  R 

05832* 
MONFREDA.  G 

01257   01258 
MONGELLI.  J 

04638* 
MONGES.  A 

00876   09487 
MONGES.  H 

00555   04577* 
MQNIER.  O 

02502 
MONMA.  R 

01308 
MONNIER.  JP 

09195 
MGNNINGHOFF.  W 

08417 
MONOO  BROCA.  P 

07613 
MONOD- BROCA,  P 

06650 
MONOO.  ME 

02776   02967 
MONROE.  LS 

03627* 
MONRQY  QUINTANAR.  A 

04139 
MONSAINGEON,  A 

02900 
MONSON,  00 

00583 
MONSON.  RR 

00459* 
MONTANARI.  MG 

07004 
MONTEFUSCO.  CB 

09180* 
MONTE  IRO  DA  CUNHA.  JE 

05185 
MONTEIRO.  E 

01456*  05843   07090*  07954* 
MONTEIRO.  EH 

06920* 
MONTERO-GARCI A,  M 

03976 
MONTERO,  C 

08395* 
MONTES,  I 

07563 
MONTES,  M 

06921 
MONTESANI ,  C 

04690* 
MONTET,  JC 

10035* 
MONTEVECCHI,  R 

04824 
MONTGOMERY,  CK 

10500* 
MONTGOMERY.  CT 
04227 


«■:•: 
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MONTGOMERY.  JL 

09656* 
MONTGOMERY.  RC 

06926* 
MONTGOMERY.  RD 

03045* 
MONTI,  L 

10034* 
MONTI.     MG 

02043 
MONT  INI,     T 

04384 
MONTORI.     A 

1  0649 
MONTQWSKI.     J 

03041 
MOODY.     FG 

01013*     03902*    08754* 
MOON.     HW 

0  3803*     07655* 
MOON.     RC 

10037* 
MOONEY.     RO 

05828* 
MOORE.     AR 

05290* 
MOORE.     EW 

00953*     00954*     01603* 
MOORE.     HA 

01202* 
MOORE.    HO 

00502* 
MOORE,     JO 

07238* 
MOORE,     J6 

01207*     08183* 
MOORE,     JH 

07466 
MOORE ,     M 

1 0567* 
MOORE,     MR 

03354* 
MOORE.     S 

01944 
MOORE.     TL 

00265* 
MOORE.     WL     JR. 

00061* 
MOORE.     WW 

00059* 
MOOSA.     GM 

00871 
MOOSMAN.     DA 

00774* 
MOPPERT.     JM 

08269 
MOQTADERI.     F 

04685 
MORA  IS.     R 

06320 
MORAN.     JM 

01394*     02187*     06620*    06841* 
MORAND.     G 

07567 
MORANDI.     LP 

10852 
MORARU.     C 

05356 
MORARU.     M 

0  0596 
MORAVEC.     R 

05358 
M0RAWET2.     F 

08969 
MORAWSKA.     K 

01926 
MORAWSKI.     SG 

00061* 
MORDELET-DAMERINE.     M 

01737 
MORDIA.     M 

01377 
MORDINI,     M 
03071 


MOREIPA.  A 

09389 
MOREL-MAROGER. 

01600* 
MOREL.  CJ 

09211*  09391 
MCRELAND.  HJ 

01934* 
MORENO  AMEZCUA, 

00431 
MORETTA.  L 

01  192 
MOREU  MIRASOL. 

04487 
MORGAN  I 

04730* 
MORGAN, 

06161* 
MORGAN. 

04168 
MORGAN.  DB 

01683* 
MORGAN) 


MOREAU. 

0  3913 
MOREAU. 

04178 
MOREAU. 

02477 
MOREAUX.  J 

04316   04431 
MOREAUX.  L 

09516* 


AG 
C 


CN 
05994 


EH 

C7435 

JP 

JR 


P 
1036S 


loeoi 


07434 

MORGAN. 

03635* 

MORGAN. 

09737 
MORGAN.  MN 

04004 
MORGAN.  RGH 

01036*  0274  7*  06424* 
MORGANTE.  PE 

04369 
MORGANTI •  I 

06869 
MORGENSTERN.  L 

02957   10145   10438* 
MORGER.  R 

07806   08713 
MORI.  G 

0181  1 

MORI.  J 

02765* 

MORI.  K 

01483*  02087*  02980   10281* 

10614 

MORI.  R 

10551 
MORI,  S 

00577 
MORI,  T 

00999 

MORI,  W 

07844* 

MORI  ARTY 

03716* 
MORIMOTO,  K 

00073 
MORIMOTO.  M 

03371 
MORIN.  A 

06138   07799   0T801 

MORIN, 

06856 

MORIN. 

00310 

MORIN. 

01414 

MORIN. 

02175 

MORIN. 

02036 

MORINI.  A 

10708 
MORI  OK A.  W 

02261* 
MORISHIMA.  H 

08483* 
MORISOLI.  LS 

06511* 
MORISSET,  J 

00180 
MORISSET,  JA 

00183   01938*  03735*  09086* 
MORITA,  M 

02106*  02913* 
MORITA.  P 

05652*  07491*  08292* 
MORITZ.  K 

08888* 
MORITZ.  M 
01394*  10066*  10067* 


MORIUCHI.  S 

07448*  09176 
MORIYA^'A,  M 

05136 
MORIYAMA,  T 

09160 
MORK,  T 

03108 
MORL,  H 

00481 
MORL,  M 

01537   07096 
MORON,  K 

05745 
MORONI,  JM 

03320 
MDROOKA,  T 

05859 
MOROSINl,  S 

09224 
MOROTOMt,  I 

03613   06314*  10714* 
MOROWITZ.  DA 

00612*  02597 
MORRE.  DJ 

07229   08082* 
MORRIS.  C 

03225* 
MORRIS.  CH 

04810 
MORRIS.  D 

07261 
MORRI S 


0749  1* 


CL 


07799 
CL 

C994  0* 
G 


RJ 


BC 

02  399*  086C7 


MBC 


08132 
HP 

03759*  05157*  07330* 
MORRIS,  JS 

01395*  04083* 
MORRIS,  NR 

02855* 
MORRIS,  TMO 

07572 
MORRIS,  TO 

08847*  10682* 
MORRISON,  GR 

OS540* 
MORRISON,  J 

10705 
MORRISON,  JT 

10166* 
MORRI SSEY,  JF 
04776*  08038 
MORROW.  RH  JR. 

09727* 
MORSE.  LJ 

05331   09730* 
MORSE.  PA 

01992 
MORSE.  TS 

04015*  06790   07692 

MORSON 

01307 

09594 

MORSON 

10434* 
MORTENSSON 

07167 
MORTIMER.  I 

04394* 
MORTON,  CB 

05973 
MOPUZZI 

02043 
MOSBACH 
04638* 
MOSBECH,  J 

04777* 
MOSCHINI.  A 

02381 
MOSCONI.  P 

01330* 
MOSCOVICI.  A 

07006 
MOSENTHAL.  WT 
OOSll   06084 
MOSER.  R 

05049 
MOSES.  HL 

07340* 
MOSIMANN.  W 

03364 
MOSIN.  VI 

04856* 
MOSKOW.  H 
07445 


08715 
09573 


MS 


EH 


08665 


MOSKOWITZ.  J 

08245* 
MOSKOW ITZ.  M 

00637   10166* 
MOSKVIN.  VI 

07203 
MOSLEY.  WH 

09849* 
MOSORA.  N 

09883 
MOSOUERA.  JL 

03093 
MOSS.  AA 

06085       06835*    07205*    09136* 
MOSS.     DW 

07029       07492* 
MOSS.     G 

09305 
MQSSINI.     F 

06409* 
MOSSOR    OSTROWSKA.     J 

09671 
MOSSOR-OSTROWSKA.     J 

00388 
MOSTBECK.     A 

02090 
MOSTOVAC.     B 

06312* 
MOTA    SALAZAR.     A 

05026       05206 
MOTIN.     J 

05168       07879 
MOTLIK.     K 

08276 
MOTOCU.     M 

03526 
MOTT.     CB 

08999 
MOTTAZ.  P 

02751 
MOTTET.  NK 

03295 
MQUCHET.  A 

04135   04183 
MOULD .  RF 

08300 
MOULIAS.  R 

04281 
MOULIN.  A 

02644   06402*  09297* 
MOULIN  I ER.  B 

03111    10194 
MOULLE,  P 

03893   04066 
MOUNTAIN,  JC 

03329   03S10 
MOURA,  MC 

1071  1 
MOURIQUAND,  C 

08695 
MOUSSEAU,  M 

06661   08541 
MOUSSON,  JL 

02932 
MOUTQUIN,  JM 

10350 
MOVCHUN,  AA 

08908 
MOW AT,  AP 

01987 
MOWBRAY.  SL 

00768* 
MOYA.  M 

08927 
MO Y SON.  F 

04033 
MOZES.  A 

08710 
MOZES,  M 

05713   10361 
MRAK  POGACAR.  M 

10358 
MRAVKO  MALDONADO.  E 

06871 
MRAZ.  P 

01825 
MRKLAS.  L 

07221 
MROCZKA,  A 

09872 
MROZOVSKI  ,  O 

08554 
MROZOWSKI.  D 
04960 


04812 


04949 


11»21 


MRSULJA.    ee 

08267 
MUOGE.     GH 

0  5292* 
HUORIC.     V 

02522 
MUEHLLEHNER.  G 

1 0578* 
MUFSON.  MA 

05224* 
MUGGENBURG.  BA 

05513 
MUGGIA.  AU 

06569*  J  0426* 
MUGINSHTEIN,  EA 

09611 
MUHE.  E 

02600   05023*  06937   09562 
MUHLBACHER.  I 

09461 
MOHLETALER,  CA 

08643* 
MUHRER.  A 

01278   04952 
HU  I  .  MM 

01070* 
MUIRHEAD,  EE 

01202* 
MUJAHED.  Z 

06062   07111* 
MUKAI.  T 

05652*  07491*  08292* 
MUKERJEE.  P 

03205* 
MUKHERJEE»  AP 

09445 
MULDER.  OW 

00666 
MULDOWNEY.  FP 

01408 
MULE.  A 

03491*  07109* 
MULHENS.  KJ 

10837 
MULHER.  LM 

04379* 
MULLANE,  JF 

02488   05553*  07955* 
MULLEN.  JC 

00738* 
MULLEN.  JL 

07981*  08175* 
MULLEN.  PA 

07845* 
MULLENER.  C 

02801 
MULLER  WIELAND.  K 

0  579  2 
MULLER-BERAT.  CN 

00204* 
MULLER-BEUTHOK.  W 

02073 
MULLER.  B 

08204* 
MULLER.  C 

03859 
MULLER.  DPR 

07106* 
MULLER.  G 

01225   02064   08639 
MULLER.  H 

02635 
MULLER.  HA 

02731 
MULLER.  HE 

01673* 
MULLER.  HK 

03709*  09901 
MULLER.  I 

03276 
MULLER.  JHA 

09863 
MULLER.  JM 

05168   07879   10375 
MULLER.  J« 

04376   04377* 
MULLER.  K 

00323   00350 
MULLER.  M 

10216 
MULLER.  O 

07211 
MULLER.  R 

03393   03414   04717   07926 

07942 


MULLER .  S 

MURRAY.  DJ 

NAOEAU,  MR 

09692 

02167 

05803 

MULLER,  T 

MURRAY.  M 

NAOZHAROV,  AG 

09814 

01614 

08396 

MULLIGAN.  R 

MURRAY.  MJ 

NAFEI,  A 

05256* 

05435* 

09886 

KULLIGAN.  W 

MURRAY,  R 

NAGAI.  K 

05399 

03422* 

02258*  07447 

MULLIKEN.  JB 

MURRAY.  TK 

NAGAMI,  H 

04051 

06326 

02661 

MULLINGER.  M 

MURRELL.  KO 

NAGAMJTSU,  S 

04046 

08045 

00779   08568 

MULLINK.  JWMA 

MURU6ASU.  JJ 

NAGANO,  K 

00892    10626 

06920* 

06339 

MULTER,  F 

MUSABAEV.  IK 

NAGANTDE  DEUXCHAl  bNES,  C 

08184* 

03444 

05669 

MUMMERY.  RV 

MUSACCHIA.  XJ 

NAGAOKA,  K 

05153* 

01851 

05767*  06386 

MUNCHENBERG.  C 

MUSCHER.  CH 

NAGARATNAM,  N 

09757 

07851 

09722   09724*  10513* 

MUNDAY.  KA 

MUSGROVE,  JE 

NAGASAKO.  K 

00050*  08118* 

09850* 

0S638* 

MUNDET  TORRELLAS.  C 

MUSHIN,  WW 

NAGASAWA.  J 

08547 

05209* 

01895 

MUNDLER.  B 

MUSIAL  STROJNY,  B 

NAGASAKA,  S 

04225 

10662 

08244* 

MUNDSCHENK.  H 

MUSIALOWICZ,  J 

NAGASE.T 

07820* 

06820 

05814 

MUNOZ  CALVO.  R 

MUSIATOmCZ,  B 

NAGASUE.  N 

09601 

09627 

03101 

MUNOZ  CONDE.  R 

MUSSA,  A 

NAGATA.  C 

03072 

02981 

06322 

MUNOZ  IBANEZ.  M 

MUSSINl-MONTPELLIER,  J 

NAGATA.  K 

06224 

04252 

03099 

MUNOZ,  N 

MUSSO,  AM 

NAGATANI.  M 

06666   06667 

00976 

02450* 

MUNRO.  AI 

MUSTALA,  0 

NAGAYA.  T 

02619* 

04645*  09926* 

07683 

MUNRO.  IC 

MUTH.  HW 

NAGAYO,  T 

03412 

01188 

02242 

MUNRO.  KMH 

MUTING.  D 

NAGEL ,  M 

04109* 

10863 

00834 

MUNSTER.  AM 

MUTO.  H 

NAGEL,  R 

07974* 

01810 

02SS1 

MUNSTER.  W 

MUTO.  T 

NAGELE,  E 

07604   09219   09602   09670      05801   05933 

03303 

MUNTEANU.  S 

MUTRICY.  J 

NAGLER,  FP 

02533   04362 

07995 

09726* 

MURAHAMI ,  T 

MUTT,  V 

NAGOOE,  LA 

00843 

01064   07271* 

02065 

MURAI,  T 

MYAGKOVA,  LP 

NAGORSKI,  F 

03950 

00887 

0J237 

MURAKAMI.  K 

MYERS,  A 

NAGY,  A 

06546   09369 

04652* 

01  117 

MURAKAMI .  S 

MYERS,  J 

NAGY,  6 

07074 

04000 

04979 

MURAKAMI .  Y 

MYERS,  RM 

NAGY,  S 

01309 

08943 

03164   04038 

MURANISHI,  S 

MYERSON,  RM 

NAGY,  Z 

02034 

10555* 

04238* 

MURANO.  G 

MYHRE  JENSEN,  0 

NAHAS,  V 

03662 

07462 

08676 

MURASHIMA,  Y 

MYHRE,  E 

NAHIR,  AM 

05678 

02330* 

03549 

MURAT,  J 

MYKING,  AO 

N AH MOD,  N 

08516 

04932   10118*  10666 

09254 

MURAT A.  F 

MYLLARNIEMI,  H 

NAHRWOLD.  OL 

02705*  06220*  09900 

05840 

03646*  04436   08011*  09138* 

MURATA.  T 

MYREN,  J 

NAHUM.  H 

06305*  09130* 

03133*  04347*  06284   06607*     02110   04399   06116   09797* 

MURCHISON.  LE 

07489*  07789* 

09909   10669 

09801* 

MYRTLE,  JF 

NAIK.  SR 

MURDOCH.  JM 

00949*  03628* 

07284* 

01736 

MYSHKIN,  KI 

NAIR,  PP 

MURIE.  N 

06713 

02334* 

09236 

MYSIK,  M 

NAIR,  V 

HURILLO.  A 

01793   09784 

06215* 

09099 

MYSOREKAR,  NR 

NAIRN,  RC 

MURO.  J 

08624 

02906*  09901 

00633   10607 

NAITHANI.  YP 

MURPHY.  BL 

NABESHIMA.  J 

08690 

01778 

00112 

NAITO,  C 

MURPHY.  GM 

NABEYAMA,  A 

03340* 

00274* 

02705*  09900 

NAITOVE,  A 

MURPHY .  GP 

NACCARATO.  R 

08121* 

02864   03343* 

01547   07092* 

NAJARIAN,  JS 

MURPHY,  JF 

NACHTIGALL,  C 

04649* 

09730* 

04064 

NAJERA  RIVERA,  A 

MURPHY.  S 

NACHTOMI,  E 

10647 

07093* 

10055* 

NAJI,  AF 

MURRAY-LYON.  IM 

NAOAL,  C 

03536 

01485*  01507   07793* 

00191* 

NAJMAN,  A 

MURRAY.  0 

NADARAJAH.  A 

08790 

10336* 

03650 

11122 


NAKACHE.     JP 

03470 
NAKAGAWA.  F 

03310 
NAKAGAWA.  H 

07447 
NAKAGAWA.  J 

01489*  0S6S2* 
NAKAGAWA.  Y 

09137* 
NAKAJI.  NT 

09119* 
NAKAJIMA.  K 

07344*  07444 
NAKAJIMA.  N 

04022* 
NAKAJIMA.  S 

00181    01027* 
NAKAMURA.  I 

00173 
NAKAMURA.  K 
03875   03954 
06445 
NAKAMURA.  N 

00915   02573* 
NAKAMURA.  S 

01608*  05148* 
NAKAMURA.  T 
00144*  01608* 
09678 
NAKANISHI.  S 

07896* 
NAKANO.  H 


07491*  08292* 


01920*  07281* 


04612   08439 


03707*  05148* 


M 

08239* 
S 
08369 


05597 

NAKANC 

07412 

NAKANO 

05673 

NAKAO.  K 

10123* 
NAKAO.  M 

06339 
NAKASHIMA.  N 

0667  1 
NAKASHIMA.  T 

05569 
NAKATANI.  M 

09609 
NAKAYAMA.  F 

00769*  01621* 
NAKAYAMA.  K 

02999*  06421 
NAKAYAMA.  S 

01901   03685 
NAKAYASU.  A 

05645*  09011 
NAKAYOSHI.  A 

04728* 
NAKAZATO.  Y 

06367* 
NAKAZAWA.  I 

03352* 
NAKAZAWA.  S 

02973 
NAKAZAWA.  T 

05825* 
NAKOV.  E 

02463 
NALIN.     DR 

0  1658*     06273 
NALIVAIKO.    DG 

05856 
NAMIKI.     M 

05859 
NANA.     A 

07476*  10322 
NANA.  M 

04245   07476* 
NANBA.  R 

00073 
NANCE.  FC 
00206*  02082* 
07847*  08178* 
1067  0 
NANDI.  M 

00750 
NANI.  C 

06225 
NANTO.  V 

01518 
NAPALKOV.  PN 

07776   08349 
NAPOI.I.  A 
06868 


04406*  04409* 


10323 

07872   10323 


04042   05147* 
09808*  09979* 


NAPOLl.  D 

03528 
NAPPI.  U 

05053 
NAOVI.  MA 

00703   06891 
NARAYANAN.  AS 

02490* 
NARBOUTON,  R 

10854 
NARDt.  G 

03967* 
NARDI.  GL 

06052* 
NAREBSKI .  J 

10506 
NARODETSKAIA.  RV 

09105* 
NARROO.  SA 

07345* 
NARSING  RAO.  G 

09890 
NARURKAR.  L 

09132* 
NASCA.  S 

09122*  09969* 
NASCIMENTO.  OB 

01784* 
NASEER  AHMED  SHAH.  S 

09336 
NASH,  EC 

02244 
NASLEOOVA.  NI 

06417* 
NASR.  K 

08588    10813* 
NASRULLAH.  M 

02263* 
NASSAR.  I 

0571  1 
NASSIM.  JR 

01656* 
NASSOS.  TP 

03157 
NASTEV,  V 

08587 

NASO.  T 

09651* 

NASZ.  I 

06004 
NATALE.  C 

05852 
NATANASABAPATHY.  R 

00526   07783 
NATH,  K 
08064* 
NATH.  MC 

06503 
NATHAN.  DG 

07488* 
NATHAN.  H 

06215* 
NATHAN,  MH 

02167 
NATHAN,  P 

06853 
NATHANSON.  OS 

00703 
NATHENS,  MS 

02121 
NATORl.  H 

08447 
NATORl .  Y 

05573 
NATURSKA-TARGOSZ.  H 

02131 
NAUOIN.  G 

02950 
NAVAB.  F 

04555 
NAVARRO  ALMUCEVER.  S 

03160 
NAVARRO,  J 

02657   07715 
NA  VAS 

05025 
NAVEIRO,  JJ 

0921 1  * 
NAVERSTFN,  Y 

02144 
NAVERT,  H 

06409* 
NAVRATIL.  M 
10656   10803 


NAWROCKI.  P 

09684 
NAYAK,  NC 
00660*  01559*  06062*  07959* 
10732*. 
NAYMAN.  J 

06509* 
NAYSAN.  P 

10340* 
NAZAREWICZ.  T 

03434 
NAZARKIEWICZ.  A 

04791 
NAZAROV.  LU 

03254 
NAZIR.  OJ 

03643* 
NEAL.  RA 

05394* 
NEALE,  G 

02441*  07029   10114* 
NEALE.  BJ 

02627 
NEALON.  TF  JR. 

00456* 
NEBERT.  DW 

01971* 
NECHELESS.  T 

0  4999 
NECHIPORENKO.  FP 

04869 
NEDBAL.  J 

03241   03242   04161    05782 
NEDWICH.  A 

02421*  03534 
NEEOHAM.  CO 


ME 


I 


AV 


AV 


OH 


07581* 
NEEOHAM 

05313 
NEEL.  HB 

0697  0* 
NEEL.  JV 

04120* 
NEELON.  FA 

06615* 
NEELY,  J 

00531   00601 
NEER.  RM 

00039* 
NEERGAARD,  J 

04330* 
NEES6AR0 

04779* 
NEF,  J 
06761 
NEGODJUK 

039SS 
NEGOVSKAI A, 

02868 
NEIDERHISER 

02838* 
NEIS.  OD 

01285 
NEKULA,  J 

01254 
NELSEN,  TS 

01883 

NELSON, 

02288* 

NELSON, 

05287* 

NELSON. 

10865 
NELSON. 

07876 
NELSON,  JD 

02610*  06256* 
NELSON,  M 

10707 

NEMETH, 

04235* 

NEMETH, 

00646 
NEMIP,  P  JR 

03036 
NE  MOT  O  ,  K 

04267* 
NEMOTO.  T 

01622* 
NENNA.  A 

07881 
NENSEL.  RE 
06210* 


02780 

AW 

BD 
GS 
JA 


EP 
G 


07272   09050 


NEPOKOICHITSKH,  EO 

0494  3 
NEPOMUCENO.  OR 

05966   05970 
NEPVEUX 

02338 
NEPVEUX.  P 

06531* 
NERAD.  V 

02486 
NERONI .  M 

05719 
NERUP.  J 

07088* 
NESBIT.     ME     JR. 

04258* 
NESCI.     E 

00031 
NESSELROO,  JP  SR. 

09513* 
NESSI.  AC 

01090* 
NESSI .  R 

07423 
NESTAL.  A 

08135 
NESTEL,  PJ 

10051* 
NESTERENKO,  LN 

10522 
NESTERIN.  MF 

0910S* 
NESTOR  CDSEN.  J 

05342 
NETAKHATA.  ZN 

05850 
NETRI,  G 

00418 
NEUFELD,  AH 

07318* 
NEUFELD.  E 

02438* 
NtUFELO.  HN 

00454* 
NEUHAUS.  OW 

09165 
NEUMANN.  E 

07476* 
NEUMANN.  H 

07288* 
NEUMAYR.  A 

04642*  05494*  08749 
NEUMEISTER.  K 

01520 
NEUPERT.  G 

02880 
NEURATH.  H 

08199* 
NEUSTEIN,  HB 

01180 
NEUVONEN,  PJ 

00037* 
NEVALDINE,  B 

07294* 
NEVES,  AH 

05374 
NEVES,  DP 

08999 
NEWBERNE,  PM 

02492* 
NEWCOMER.  AD 

07808*  09615* 
NEWCOMER,  DL 

04774* 
NEWECKA,  T 

05113 
NEWEY,  H 

00052*  01841* 
NEWMAN.  A 

02167   05637* 
NEWMAN.  CA 

08197* 
NEWMAN.  HK 

07479* 
NEWMAN,  JH 

09843* 
NEWMAN.  SJ 

07057 
NEWMAN.  WC 

10037* 
NEWTON,  WT 

01011*  01176*  02261* 
NEYA.  T 
01901 


1423 


NEZAMIS.  JE 

NIEMANN.  F 

NISSAN.  S 

06690*  06697»  07291* 

03894   03895   05766* 

02204   06015   10441* 

NG.  KC 

NIEMANN.  H 

NISSEL,  « 

06920* 

06381 

10453 

NG.  KK 

NIEMIRO.  A 

NISSEN,  H 

09957* 

01616 

102  55 

NG.  KKF 

NIEMIRO.  R 

NISSEN.  HH 

07216 

03812 

03317 

NGO-OUANG-BINH 

NIENSTEDT.  W 

NISWANDER.  JO 

03216* 

00215 

08154* 

NGUYEN.  BL 

NIGAM.  VN 

NITSAN.  Z 

01135 

06320 

01063 

NI  .  LV 

NIGHBERT.  EJ 

NITSCHKE.  J 

06927* 

09807* 

09275 

NICHAMAN,  MZ 
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NIELSEN.  B 

NINO.  H 

NOLETO,  PA 

04330* 

00320   00355   02988 

10305 

NIELSEN.  J 

NIR,  I 

NOMA,  A 

01440   03211*  10167*  10204* 

08781 

03733* 

10427* 

NISAR  AHMED.  M 
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NORELLI.  MT 
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NORIO.  R 

09865 
NORLEN.  BJ 
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NORMAN.  A 
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NORMAN.  AP 
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NORMAN.  AW 
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03628* 
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10589* 
NORMAN,  JO 
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03341* 
NORMAN,  WJ 
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NORPOTH,  L 
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NORTON,  L 
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04358 
NOVAK,  J 
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NQVIS,  BH 

05532*  09479* 
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NOWOSLAWSKI,  A 

01578* 
NOWOTNY.  B 
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O'BRIEN.     TE 

00318 
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09007 
O'NEILL.  T 
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O'NEILL.  TJ 
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O'REILLY.  K 
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O'REILLY.  MV 

05298 
O'REILLY.  S 
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O'REILLY.  WJ 

06449* 
O'ROURKE,  RA 

00738* 
O'SHEA,  MJ 

04847* 
OAKLEY.  DW 

03277 
OANCEA.  R 

10741 
OANCEA.  T 

06636 
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00253 
OBARA.  K 

08231* 
OBEL,  PIW 
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OBER.  WB 

09537 
OBERLEAS.  D 
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OBERNIEDERHAYR.  A 

06600 
OBERNOLT.  RP 
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OBERWITTLER.  W 

07094* 
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07868 
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ODOROFF,  CL 
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OEFTERING,  T 

09877 
OEHLEPT,  W 
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CEN,  EY 

06860 
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OESCH.  F 

03786 
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OETLIKER.  O 
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OETTE,  K 
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02479 
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02755* 
OGUNMQLA.  GB 
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OGURO.  Y 
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05813 
OHARA.  T 
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00726 
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OMSATO.  K 

06568 
OHSAWA.  T 

09130* 
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02913* 

OHTA.  K 
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OHTAKI  ,  N 

01122 
OHOCHI.  N 
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08448 
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OKABE.  H 

07414   10215 
OKABE.  S 
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OKAOA.  A 

00424   02641    08137* 
OKAUA.  M 

04716 
OKAMOTO,  E 

02641 
OKAMOTO.  Y 

04323 
OKAMURA.  A 

08369 
OKAZAKI.  T 

00999 
OKI  ,   I 
08371 
OKITA.  K 

02919* 
OKOCHI.  K 

07512 
OKOLICSANYI.  L 

0154S 
OKOLICZANYI.  L 

01067* 
OKRUZHKO.   IF 

00854 
OKU.  T 

07448* 
OKUDA,  K 

00950* 
OKUDAIRA.  M 

02672 
OKUI.  K 

02232   03952 
OKUMURA.  F 

01569 
OKUUCHI.  Y 

05678 
OKUYAMA,  V 

06611* 
OL'SHEVSKAI  A.     LV 

04514 
OLACIREGUI,    CJ 

02086 
OLACIREGUI.     JJ 

05935 
OLAFSSON    RIBA.     P 

10168 
OLAH.     E 

03983 
OLATUNBOSUN.  D 

09938* 
OLATUNBOSUN,  DA 

08622* 
OLBE.  L 
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OLDERSHAUSEN.  HFV 
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OLDING.  L 
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OLIVER.  FE 
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OLMSTED.  CA 
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OLMSTED.  «W 

06376* 
OLSEN.  AM 
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OLSEN.  JH 

03850 
OLSEN.  PZ 

00741* 
OLSEN.  WA 
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OLSHAN.  A 
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09916* 
OLSON.  L 
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OLSON.  LC 

03338* 
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02652 
OLSON.  RO 
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OLSON.  M 
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OLSSON.  C 

03773 
CLSSON.  O 

05904 
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OLTEANU.  C 

04054 
OLUBI.  GO 
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OLURIN.  EO 

06039 
OMOAHL.  J 

03627* 
OMOLE.  A 

02786* 
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ONDETTI, 
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ONG.  YW 
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ONION.  DK 
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OPORTO  RUIZ.  T 
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09226 
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ORATZ.  M 
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ORO.  M 
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OREKHOVICH.  VN 
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OREMEROD.  LP 
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ORGAZ.  J 
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02474 
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ORLANDI.  F 
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ORLANDINI.  I 
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03898 
ORLOFF,  MJ 
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ORLOV.  AN 
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ORLOV.  VA 
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ORLOVA 
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OSHIUMI.  Y 
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OSIPOV.  SL 
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OSORIO.  A 
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OSSI.  E 
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OUANO.  RC 

08544 
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03SB1 
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09466 
PAGES.  A 

08640 
PAGGINI.  L 

0881  1 
PAGLIA.  MA 

09300* 
PAGLIAUUNGA.  S 

03967* 
PAGLIANO  SASSl.  L 

08854 
PAGLIARQ.  L 

02555   07944 
PAGUIRIGAN.  AA 

0  0479 
PAHLIN.  PE 

00989* 

PA  I.  KN 

03326* 

PA  I  .  SH 

09343 
PAIGE.  DM 

04998   05928* 
PAILE.  A 

05769* 
PA  ILL AS.  J 

06650   07613 
PAILLOT.  B 

00735   10685* 
PAIN.  AK 

10870 
PAIN.  RH 

09982* 
PAINT AUO 

07730 
PAINTER.  NS 

05072 
PAINTER.  RW 

02624 
PAIRENT.  FW 

09087* 
PAJARES  GARCIA.  JM 

0  0291 
PAK.  AO 

0  1899 
PAK.  CYC 

00038*  04557 
PAK.  N 

01657* 
PAKTORIS.  EA 

08851 
PAKULIAK.  II 

09819 
PALA.  AM 
00428   01320 


PALACIO.  EJ 

10835 
PALACIOS.  EJ 

08809 
PALACIOS.  O 

06132 
PALADE.  GE 

01059*  03648*  07234 
PALASZEWSKA.  M 

01842*  01855   03623*  04559 
PALASZEWSKA.  MA 

00967 
PALAZZO,  FH 

00282 
PALBOL.  J 

07622* 
PALECKOVA.  M 

01344*  05782   10324 
PALENCSAR.  A 

05241 
PALERMO.  D 

00031 
PALFPAMAN.  JF 

10162* 
PALIARD.  P 

05168 
PALLARES.  J 

10280* 
PALLAVICINI.  G 

06618* 
PALLIS.  C 

03150* 
PALLONE.  F 

03620   C5600   06396 
PALMA.  F 

03516    10572* 
PALME.  G 

06998 
PALMER.  ED 

03013 
PALMER.  JD 

02269* 
PALMER.  LS 

05567 
PALMER.  RH 

07331*  07332*  10586* 
PALMER.  W 

10694* 
PALMER.  KIM 

08761*  09641* 
PALMIERI.  M 

09170* 
PALMINA.  NP 

03787 
PALMO.  A 

05119* 
PALO.  J 
087S3* 
PALOHEIMO.  M 

06090   10069* 
PALOMA.  JL 

03516 
PALONSKY.  I 

09438 
PALOSCHI.  GB 

05336* 
PALTAUF.  F 

03798* 
PALTSEVA.  TF 

08813 
PALOBINSKAS.  AJ 

0608S 
PALVQLGYI.  L 

01248 
PAN  URAl.  R 

10836 

PAN.  A 

02389 

FANA.  C 

0  3865   0S3S6   08459 
PANACHIN.  EF 

07362 
PANAITESCU.  G 

01690   06206   07858 
PANARINA.  LK 

09351 
PANAYCUTCU.  P 

08017* 
PANCHANADAM.  M 

10868 
PANCHENKOV.  RT 

02297   05322 
PANE.  G 
07938 


PANECKA.  A 

10228 
PANEMANGALORE.  M 

01106 
PANISH.  J 

02957 
PANNEK.  C 

07229 
PANNIER.  M 

02158   06003 
PANSE.  TB 

08800 
PANSU.  O 

03652   09934* 
PANTSIREV.  IM 
09331    10304 
PANVELIWALLA.  D 

02441* 
PAN2.  B 

07883   07902   10058* 
PANZETTA.  G 

01  547 
PANZRAM.  G 

00425 
PAOLAGGI.  JA 

04863   05468* 
PAOLOCCI.  R 

05372 
PAOLUZI .  P 

05475 

PAP.  Z 

05093 

PAPA.  B 

01388 
PAPA.  OJ 

09401 
PAPACHARALAMPOUS.  N 

06719 
PAPADATOS.  C 

08017* 
PAPADIMITRIOU.  D 

02503 
PAPADIMITRIOU.  DG 

05040 
PAPAEVANGELOU.  G 

08017* 
PAPAEVANGELOU.  GJ 

07917* 
PAPAHAGI.  E 

106  67 
PAPA  I  .  Z 

04558   08377   10604 
PAPAPOSTOLOU.  MG 

10315 
PAPAVASILIOU.  C 

10447 
PAPIKIAN,   MK 

0  02  99 
PAPOUSEK.  F 

01522 
PAPOWITZ.  AJ 

07164 
PAPP.  JP 

06810 
PAPP.  M 

04235*  04238*  07035 
PAPPAS.  G 

08761*  09641* 
PAPPER.  S 

03460* 
PAFPO.  A 

10718 
PAPPO.  e 

04863 
PAPUZINSKI.  M 

05941 
PAOUET,  KJ 

09789 
PARADA.  J 

02495* 
PARAF.  A 

02584   03537 
PARAKHCNIAK.  VI 

08685   10479 
PARASCHAK,  AP 

05855 
PARAU.  N 

00734 
PARBHOO,  SP 

03342*  06060*  06969* 
PARDELA,  M 
06058   06237   07675 
10789 


AI 


03501        04973*     05125 


04973*    05125 
MF 


07845* 
08003 


PARDELLI.     G 

oseii 

PARDELLI.     L 

01713 
PARDO    RUEOA 

08074 
PARE.     WP 

01348* 
PARENT .  K 

10392* 
PARFENOV 

00420 
PARIDE  CONTE 

09806* 
PAR  US.  J 

04616* 
P  AR  I  S  .   F 

05759 

PARIS. 

00170 

10543 

PARIS.  JC 

03501 
PARIS. 

00206* 
P  AR  I  S  .  R 

00081    09147 
PARISH.  WE 

09498 
PARISIER.  H 

02962 
PARK.  CR 

10024* 

PARK.  R 

03673* 

PARK.  S 

05867 
PARK.   WK 

07267* 
PARKE.  DVW 

07363 
PARKER.  AM 

01591 
PARKER.  CW 

04345* 
PARKER.  F 

01399*  01400* 
PARKER.  RP 

03843 
PARKES.  JD 

01485* 
PARKINS.  FM 

06347* 
PARKS.  TG 

00570*  02355* 
PARMENTIER.  R 

01404 
PARNAUO.  E 

06870 
PARNEIX.  M 

04474 
PARODI .  H 

02154   09122* 
PARODI.  HA 
00301   01589 
»   PARODI.  HC 
09089* 
PARONETTO.  F 

10691* 
PARPIA.  HAB 

04389* 
PARRILLA  APARICIO. 

03522 
PARRILLA  PARICIO. 

00803   00819 
PARRISH.   J A 

04124* 
PARROT .  J 

05293* 
PARROT.  JL 

01737 
PARROTT.  JCW 

01977* 
PARROW.  A 

08012* 
PARRY,  E 

001  13 
PARRY.  EW 

07313* 
PARSA.  I 

10002* 

PARSA.   M 

07821* 


1127 


PARSHEVSKI.  M 

08554 
PARSONS.  BJ 

00050* 
PARSONS.  OS 

00944*  063S3* 
PARSONS.  RL 

00582 
PARSZEWSKI.  H 

04960   0S3I8 
PARTENSKY.  C 

10581* 
PARTURIER  AUEOT.  M 

06889 
PARTYKA.  T 

06121 
PARVIN.  R 

02002 
PARVINEN.  T 

07817 
PASCAL,  JP 

01941*  02828   08207   10010* 
PASCAL,  RR 

03214*  0321S* 
PASCAUO.  A 

00019* 
PASCAUD.  M 

00019* 
PASCAUD.  X 

09379* 
PASCAUO.  XBL 

06420 
PASCHEN.  K 

09092* 
PASCU.  O 

00736   10256 
PASCU.  RI 

08831 
PASCUAL  MEJIAS.  A 

02922 
PASCUCCELLI.  H 

07871 
PASINI.  G 

10262 
PASKEY.  TA 

09214* 
PASQUALINI.  JR 

01135 
PASQUINI.  F 

03334 
PASS  ARC.  E 

09974* 
PASSARO.  E  JR- 

02360   05497* 
PASSl.  RE 

04857* 
PASSMANN.  H 

00055* 
PASSWELL.  J 

08869 
PASTOR.  J 

10009* 
PATARNELLC.  A 

02379 


EF 


VF 


HA 


PATARO. 

03898 
PATARO, 

03898 
PATARYAS, 

01  190 
PATEL,  RG 

07649* 
PATEL.  VK 

08528* 
PATERNI .  L 

03474 
PATERNO,  M 

07060   07940 
PATERSON,  CR 

01683* 
PATHAK,  IC 

05878 
PATIU,  Z 

04245 
PATIUTKO.  II 

03939 
PATRA.  BS 

02190* 
PATRASSI.  N 

02826   04690* 
PATRICK.  AD 

03341* 
PATRICK.  DL 

04733* 


PATRICK.  J 

0801 8* 
PATRICK.  P 

04678* 
PATRON,  M 

00633   07866 
PATSIORA.  MD 

04792   10624 
PATTEN .  JR 

03732* 
PATTERSON.  DLH 

05129 
PATTERSON.    FE 

06534* 
PATTERSON.  J 

00S41*  10363 
PATTERSON.  JF 

01394*  06021*  10333* 
PATTERSON,  M 

06022*  08654* 
PATTI,  J 

09645* 
PATTI,  JA 

09600* 
PATUMI,  F 

07128 
PAUKNER,  U 

08258 
PAUL,  F 

04713   04802   08420 
PAUL,  L 

07094* 
PAUL,  RE  JR. 

06620*  10472 
PAUL.  TM 

02615* 
PAULET.  P 

05034 
PAUL  I.  AM 

10009* 
PAULINI.  K 

06471   07886   08258 
PAULINO.  F 

01273*  02302 
PAULLEY.  JW 

07701   09596 
PAULSEN.  S 

07722 
PAULTAUF,  F 

02076 
PAULUCCI .  R 

02640 
PAULY.  H 

10128 
PAUMGARTNER.  G 

00272*  03755*  05590 
PAUN.  L 

06176 
PAUNESCU.  V 

03586 
PAVAN.  R 

03398   06063* 
PAVANELLO.  PM 

04824   10262 
PAVEL.  I 

01640   02S1 1*  04261*  07855 
PAVLICA.  P 

00578 
PAVLOV.  NN 

05051 
PAVLOVSKY.     AB 

03265 
PAVLOVSKY.  AJ 

03265 
PAVLOVSKY.  HJ 

0326S 
PAVON.  EE 

06990 
PAWELCZAK,  M 

09419 
PAWELEK  KROMBHOLZ,  O 

06820 
PAWLAK.  B 

06045 
PAXTON.  J 

03354* 
PAYAN,  H 

04240* 
PAYEN,  J 

08696 
PAYET,  M 

03379 
PAYMASTER,  JC 

09860 


PAYNE,  VC  JR. 

PELAVIERRE,  P 

08545 

09303* 

PAYNE,  WS 

PELEY.  I 

04733*  04763   0753S* 

09663   09682 

PAYS ANT,  P 

PELIKAN.  L 

00675 

10423 

PAZDZIORA,  E 

PELIKAN.  V 

01787 

05165 

PEACOCK,  EE  JR. 

PELLEGRINI.  S 

08937* 

00752 

PEALE,  AR 

PELLER.  J 

00543 

05333* 

PEARCE,  AE 

PELLEHIN.  D 

02413 

04189 

PEARLMAN,  DM 

PELLERIN.  F 

06219*  09542 

06272 

PEARSE.  AGE 

PELLET.  M 

00512   02910*  06301*  08085*    05622* 

09003* 

PELLET lER.  M 

PEARSON.  AJG 

00935 

03354* 

PELOQUIN.  AB 

PEARSON.  F6 

03530 

02186* 

PELTOKALLIO.  P 

PEARSON.  JA 

07788* 

00175* 

PELTOLA.  0 

PEARSON.  JEG 

09635* 

03870* 

PELZER.  H 

PEARSON.  JG 

09153 

10191 

PEMBERTON,  LB 

PECAU.  Y 

06209*  06238 

00626* 

PENA  ANGULO.  JF 

PECHAR.  J 

03194   08638   10409* 

04086 

PENA  VANtZ.  A 

PECHATNIKOVA.  EA 

03194   10409* 

08425 

PENA.  J 

PECIKYAN.  R 

08135 

00076 

PENAS.  AS 

PECK.  DA 

08642 

09510* 

PENAUO .  J 

PECK,  HM 

01001 

01286 

PENCEVA.  TK 

PECK.  OC 

01  123 

08601* 

PENOSE.  PO 

PECKAR.  VG 

09612 

01260 

PENFOLD.  *AF 

PECORA.  DV 

00264*  0  1298* 

05882 

PENGELLY.  COR 

PECTOR.  JC 

10724 

03483   07329*  09518* 

PENHOS.  JC 

PEOERSEN.  G 

05580 

01847* 

PENKE.  Z 

PEOERSEN.  H 

04358 

04779* 

PENMAN,  HG 

PEOERSEN.  SA 

00564 

04570* 

PENN.  GM 

PEDERSON.  RA 

01976* 

00175* 

PENN.   I 

PEDINIELLI.  L 

04270*  08761*  0964  1* 

10694* 

09809 

PENNINGS.  JH 

PEDRAZZI.  F 

07322* 

08533 

PENNINU.  P 

PEDROSA,  CS 

03258 

01688 

PENNOIT.  H 

PEOROSO.  FI 

07815 

02026 

PENNY.  R 

PEGELOW.  CH 

02618* 

01524 

PENSAERT.  M 

PEGG.  AE 

00535   00536 

03745* 

PENTIKAINEN.  P 

PEGG.  SP 

01602*  0464S* 

05807 

PENTILLA.  A 

PEIPER.  HJ 

04670* 

04996   06109 

PENTTILA.  A 

PEIRIS,  DC 

00916   07449* 

09722 

PENZES.  L 

PEIRIS,  OA 

00075   03665 

02445* 

PEPIN,  a 

PEISON,  B 

04280 

07546 

PEPPERCORN,  MA 

PEITCHEV,  G 

09182* 

02162 

PtOUIGNOT,  H 

PEJAKOVIC.  S 

06197 

01687 

PERA  MADRAZO,  C 

PEKAREK.  RS 

00328   09310 

10046* 

PERA,  A 

PEKAS.  JC 

03562   05119* 

02829 

PERA,  C 

PEKERMAN.  MI 

06226 

02585 

PERALTA,  CG 

PELAEZ  HERNANDEZ.  A 

00727 

05275 

PERASSI,  R 

PELAEZ-REDONOO,  J 

09121* 

03976 

PERCY-ROBB,  IW 
07311*  07658* 

1428 


PERCY,  OH 

08046 
PERDIKIS.  P 

08595 
PERDOMO.  J 

06507* 
PERDRIX.  A 

09681 
PEREDA,  T 

03358 
PEREIRA  CAMPOS.  R 

08996   10626 
PEREIRA.  JN 

06481 
PEREIRA.  OG 

00302 
PERENYl.  L 

08764* 
PEREPELKIN.  EG 

08579 
PERERA.  DR 

00884 
PERERA.  PA 

08949 
PERES.  G 

00048*  03657   05444*  05445* 
PEREZ  CABANAS.  J 

10606 
PEREZ  CARNERO.  A 

00650 
PEREZ  DE  NEUMAN.  M 

03770 
PEREZ  FERNANDEZ.  E 

00618 
PEREZ  INIGC  OUINTANA.  F 

06705   06353 
PEREZ  MIRANDA.  M 

10677 
PEREZ  ROURA.  NE 

10143 
PEREZ  TAMAYO.  R 

02688 
PEREZ-GONZALEZ.  M 

10102* 
PERFILJEV.  AP 

03879 
PERGOLA.  F 

00797   02569 
PERHEENTUPA.  J 

0986S 
PERI.  L 

01403 
PERINETTI.  EP 

00781 
PERIS  BONET,  R 

05275 
PERISI.  P 

03953 
PERISSAT.  J 

06099   07885 
PERITORE.  S 

00318 
PERKASH.  A 

0  8636 
PERKIN.  EM 

04872 
PERKINS.  JR 

02514* 
PERKINS.  KW 

00659* 
PERKINS.  WE 

05482 
PERL.  T 

01229 
PERLEY.  A 

00227 
PERLEY.  JE 

091 15* 
PERLMAN.  A 

07194 
PERLMANN.  P 

00615   01458*  08279 
PERLMUTTER.  63 

10577* 
PERMEZEL.  NC 

05428 
PEROL.  C 

00620 
PERONNEAU.  P 

05622* 
PEROSEVIC.  Z 

08656 
PERREAU.  G 
05662 


PERREAULT.  J 

00266* 
PERRELLI.  L 

01798 
PERRET,  C 

00699* 
PERRETT.  AD 

05139*  05140* 
PERRIN,  D 

03878 
PERRIN.  EB 

01609*  10725* 
PERRIN.  J 

08972 
PERRON.  J 

08963 
PERROTIN.  J 

08506 
PERRY.  AW 

07116 
PERRY.  CW 

05786 
PERRY.  PM 

09393 
PERSAUD.  TVN 

02026 
PERSAUD.  V 

07804 
PERSSON.  C6A 

04575* 
PERSSON.  I 

10661* 
PERSSON.  RBR 

02144 
PERTKIEWICZ.  A 

02974 
PERUGINI.  S 

10708 
PERUMAL.  JRA 

09687 
PESACH.  J 

06781 
PESAROS.  PC 

08966 
PESCHL.  L 

02090   04642* 
PESEK,  J 

04311 
PESENDORFER.  F 

03429 
PESIC.  R 

04002   04468 
PESKIN.  GW 

08181*  10021* 
PESSOTTI.  RL 

06368* 
PESTEL.  M 

02193 
PESTOVSKAIA.  GN 

04171 
PETASNICK.  JF 

05696 
PETENYI.  CW 

0987  0 
PETER.  B 

10701 
PETER.  L 

04929 
PETERS. 

03884 
PETERS. 

00477 

PETERS. 

0S94S* 

PETERS. 

09209* 

PETERS. 


CR 


HE  JR. 


PETERSON.  NA 

05572 
PETERSON.  RF 

03567   06802 
PETI6R0W,  N 

09523* 
PETIT.  A 

02246 
PETIT.  J 

00638 
PETIT.  P 

04752 
PETITE.  JP 

05750 
PETKO.  M 

02061 
PETKOV.  P 

08105   06109 
PETO.  R 
06616* 
PETRACIC.  B 

10459 
PETRAS.  1 

06768 
PETRESCU  COMAN. 

0  32  04 
PETRESCU.  C 

04825   07558 
PETRI.  G 

01732   05865* 
PETRONI.  VA 
09878 


VJ 

10349 

VN 

.  LA 


OP 


HJ 


RL 


02433*  02505   02557*  03425* 

06965*  07041*  07631* 
PETERS.  RM 

01 173* 
PETERS.  T  JR. 

06351*  07434   07435 
PETERS.  TJ 

01156*  02055*  02746*  04503* 

05453*  06307* 
PETERSEN.  H 

00148*  01012*  02134   03712* 

08198*  10857* 
PETERSEN.  OH 

00125   01847* 
PETERSEN.  PH 

06269* 


PETROV.  BA 

07574   07612   08345 
PETROV.  P 

08259 

PETROV 

07796 

PETROV. 

04012 
PETROVA 

07375 
PETROVA 

07941 
PETROVA 

06981 
PETROVA.  RM 

00832 
PETROV!  C.  M 

04682 
PETROVIC.  N 

02696 
PETROVIC.  S 

00729* 
PETROVICH.  EN 
04289   09403 
PETROVICH.  TA 

00632 
PETROVICI .A 

01640   02511*  04261* 
PETROVSKI.  BV 
06587   08798 
PETROVSKI.  S 

07997 
PETTAVEL.  J 

10216 
PETTERSSON.  T 

00777*  01684*  04089 
PETTI,  G 

02481 
PETTIGREW.  KD 

071 14* 
PETTINGALE.  KW 

03187* 
PETURSSON.  MK 

09201* 
PETZEL.  H 

02128   03173 
PEVCHIKH.  VV 

00862 
PEYCELON,  R 

05012*  06764 
PEZOIMBURU,  A 

04499 
PEZZLO.  F 

10867 
PFEFFER.  H 

06731 
PFEFFERMAN.  H 

06950* 
PFEIFER.  U 

02509   03415 
PFEIFFER.  CJ 
00002*  01300*  01323 
01329*  03899*  05497* 


PFEIFFER,  CJ 

CONTINUED 
09975* 
PFEIFFER.  CJt 

00917 
PFEIFFER.  EF 

04628*  05095* 
PFENNINGER.  M 

07323* 
PFLEGER.  B 

06560 
PFUHL  NEVES,  D 

07720 
PHANG.  JM 

J2092 
PHARR,  WF 

02568 
PHEAR.  DN 

00823* 
PHEILS,  MT 

062  54 
PHELAN.  MB 

07029 
PHELIP.  X 

07  166 
PHILIP.  AE 

08487* 
PHILIPPE.  M 

07644 
PHILIPPE.  MP 

03595 
PHIUPPEN.  R 

03790 
PHILIPPI.  PJ 

09536 
PHILIPPIUES.  D 

08697 
PHIUPPON.  B 

01792 
PHILIPS,  FS 

02461 
PHILIPSON,  B 

04917* 
PHILLIPS,  BM 

01087*  09839* 
PHILLIPS.  C 

05496* 
PHILLIPS.  JC 

06221*  06744* 
PHILLIPS.  LL 

06068* 
PHILLIPS.  MJ 

02680   02846*  02847*  04506* 
PHILLIPS.  MM 

10182 
PHILLIPS.  RW 

08940*  09200* 
PHILLIPS.  S 
02912* 
07855    PHILLIPS.  SF 

04543*  09023*  09911* 
PHILP.  LO 


GW 


10814* 


GJ 


08653* 
PHILPOTT, 

04  605* 
PHLIPPEN.  R 

03570 
PI-FIGUERAS.  J 

03280 
PIANTE.  M 

00520   00579 
PIANTINO  LEMOS, 

05426 
PIASECKI,  C 

07643 
PIASECKI. 

04648* 
PIAT,  G 

03767 
PIAZZA,  G 

01277 
PIAZZA,  L 

08945 
PICARO,  J 

09652* 
PICARO,  R 

05347 
PICAUO,  R 

07656 
PICCININ, 

02077   05485 
PICCININO,  F 
07938 


GL 


01328* 
08075* 


1429 


PI  CCI  CL  I  •  R 

PINDING.  M 

05686 

05626* 

PICCONE,  F 

PINEDA.  FM 

05286 

02838* 

PICHLER.  0 

PINEL.  J 

08820 

09239* 

PICHON,  A 

PINET.  F 

07687   09456 

10726* 
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RAHA.   PK 

07977* 

R  AH  I  M  .  A 

10862 


1U32 


03002*  03092   05957* 


RAHKO.  T 

07014 
RAHMAN.  M 

0  165  8* 
RAHMAN.   MA 

09639* 
RAHMAN,   S 

025A5 
RA  I  A  .  A 

02383 
RAICK.  AN 

02490* 
RAID,  N 

07169 
RAINER.  H 

06159 
RAINFORD.  N 

037S3* 
RAIN0L01.  JL 

09438 
RAINOV.  R 

03374 
RAITH.  U 

02472 
RAITHEL.  D 

06749   10188 
RAJA.  F 

08227*  08277 
RAJAGOPOLAN.  B 

00701* 
HAJALAKSHMI.  S 

0  1098 
RAJAN.  D 

10415* 
RAJAONA.  H 

00620 
RAJS.  J 

051  14 
RAJU.  PK 

01990 
RAKATANSKY.  H 

02263* 
RAKE.  MO 

03344* 
RAKHIMBEKCVA.  LS 

05571 
RAKHIMOV.  NR 

03941 
RAKHMANINOV.  SS 

06955 
RAKIC.  LM 

08267 
RAKITSKAIA.  LG 

03994 
RAKOVEC.  S 

05068 
RAKOWSKA.  0 

06729 
RALPH.  A 

081  18* 
RALSTON.  AJ 

0893S*  08936* 
RAM.  MO 

03507 
RAMACHANDRA  RAO.  MR 

05960 
RAMACHANDRA.  K 

0  887  1 
RAMACHANDBAN.  K 

04077*  06299   07080 
RAMACHANCBAN.  M 

03326* 
RAMACHANDRAN.  S 

09887 
RAMADAN.  MA 

08066*  09660 
RAMAIAH.  A 

10105* 
RAMAKUMAR.  L 

08876 
RAMALINGASKAMI  .  V 

00826*  01559*  07959* 
RAMANATH.  HK 

05021* 
RAMASARMA.  T 

07365 
RAMASWAMY.  K 

02565 
RAMBAUD.  JC 

04531*  09A33* 
RAMBERG.  CF  JR. 

00084 
RAMBO.  ON 
10500* 


ML 
05475 


RAMBO.  WM 

07875   08013* 
RAMCHAND.  S 

04422*  10193 
BAMDEO.   IN 

04298 
RAMEE,   A 

01218 
RAMER.  M 

06772 
RAMIREZ  OE  GUGLIELMONE, 

10628 
RAMIREZ  SOTO.  E 

03163 
RAMIREZ.  G 

024S3 
RAMIRO.  J 

10382 
RAMORINO.  M 

01900 
RAMORINO, 

001  09 
RAMOT.  B 

01496* 
RAMPONE,  AJ 

00052*  00766* 
BAMSBOTTOM,  N 

01862* 
RAMSEY.  WH 

05986 
RAMSOE.  K 

00271*  07088* 
RANA.  SVS 

08236* 
RANOACCIC.  M 

10  154 
RANDALL.  HT 

02745* 
RANDAU.  W 

08140* 
RANDOLPH,  OA 

03909* 
RANDOLPH,  JG 

07542*  10309 
RANEK,  L 

07088* 
RANGEL,  DM 

08248* 
RANIVOALISON,     0 

09809 
RANKEN.  R 

07454* 
RANKIN,   JG 

10838 
RANKIN,  JB 

00737* 
RANKIN,  T 

03296 
RANNIGER,  K 

05696 
RANSOM,  HK 

06837* 
BANSOME-KUTI ,  O 

05921* 
RANSOME.  GA 

00604 
RANSON,   JHC 

09124* 

RAO,  CS 

03288* 

RAO,  OS 

02033 
RAO,  GA 

01100   01163 
RAO,  MN 

01106 
RAO,  PSS 

03396 
RAO,  SN 

06747   07232 
RAPANT,  V 

03042 
RAPAPORT,  M 

05935 
RAPER.  C 

06370* 
RAPIN,  M 

06178 
RAPOSO  DE  ALMEIDA,  FM 

00898 
RAPOSO  MEDEIROS,  R 

02228 
RAPP.  W 
04600*  06172   09076* 


RAPTIS,  S 

04628*  05095*  05610* 
RAOUEL.  JA 

03467 
RASANEN.  JA 

03222* 
BASANEN,  O  tt 

06960* 
RASCH.  FM 

00017* 
RASCHKE.  E 
05270*  05273*  06201    08777 
09789   10456 
RASKIN.   NH 

01982   02235 
RASKOVA.  H 

09936* 
BASMUSSEN.  F 

03069 
RASMUSSEN.  H 

02065 
RASMUSSEN.  JA 

10364 
RASTIMA.  RO 

07196 
HASZKOWSKI.  HJ 

01430 
RATH.  FW 

10596 
RATH.  R 

02886 
BATHE.  J 

01940*  09999* 
BATHGEN.  GH 

0S564 
BATIU.  0 

05162 
RATLIFF.  CR 

01198*  04693* 
BATNASAEAPATHY.   PM 

00526   07783 
RATNER.  6L 

06724 
RATNER.  H 

10340* 
RATZAN.  KR 

09734* 
RATZENHOFEB.  M 

0721  1 

BAU.  R 

10597 

RAU.  RM 

0S09S* 

BAUHN.   J 

01130 
RAULT.  JJ 

04177 
RAUSCH-OERTGEN,  A 

00004* 
RAUSCHECKER.  HFJ 

04648* 
BAUSCHER.  GE 

0735S 
BAUTUBEAU.  J 

09299* 
RAUTUREAU.  M 

03386 
RAVACCIA.  F 

oosoo 

RAVAL.  D 

02901 
RAVANESI.  P 

10717* 
RAVASINI .  B 

02114   02487 
RAVAULT.  PP 

07814 
RAVEN.  RW 

07781 
RAVITCH.  MM 

06571* 
RAWITSCHER.  R 

05024 
RAY.  JE 

05886   08646* 
RAYMOND,  GD 

01965*  01966* 
RAYMUNDO,  G 

04007 
RAYNAUD,  C 

0635S 
RAYNAUD,  P 
02704* 


RAYNOV.  R 

07547 
RAZUMOVA.   IL 

01093* 
RAZUMQVICH.  AN 

05419 
RAZZAQ,     A 

02693 
READ.     AE 
00262*    01747       03186*     04083* 
07482*    08526*     10  134*     10804* 
READ.     aEA 

01395* 
READ.     RC 

00429   08809 
REAM.  CR 

08544 
REBER.  HA 

01470* 
REBORA.  E 

04092 
RECALDIN.  E 

02983 
RECANO.  AD  JR. 

06580 
RECHLEWICZ.  A 

08493 
RECK.  W 
05411* 
RECKNAGEU.  RO 

06433*  07327* 
RECKZEH.  P 

09756 
RECTOR.  F 

02214* 
RECTOR.  FC  JR. 

05458 
REDDI.  TG 

06503   09157 
REDDY,  BS 

10109 
REDDY.  J 

07320*  07325* 
REDDY,  JK 

10048* 
REDEKER,  AG 

01563 
REDGRAVE,  TG 

02735* 
REOINGER.  RN 

06452*  08219* 
REDMAN.  HC 

01262   05651* 
REDMOND.  AOB 

05946* 
REDTENBACHER.  M 

07689 
REE.  HJ 
06438* 
REECK.  GR 

08199* 
REED.  JO 

01918*  03702*  09074*  09075* 
REED.  BL 

03056* 
REED.  WD 

07486* 
REED,  WP 

05337* 
REEDER,  DD 
00134*  04598*  08177*  08182* 
08477* 
REEDER.  JW 

03056* 
REEL.  JR 

01986 
REES.  ED 

00065* 
REES.  RJW 

09478 
REGAMEY.  RH 

03S81 
REGENT.  O 

05686 
REGGIO.  H 

04626* 
REGOLI.  D 

07267* 
REGOEIRA.  J 

08009 
REHBEIN.  F 
06881   07556   08337   10163* 
10169 
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REHOER.  H 

05327 
REHFELD.  JF 

0  1651*  08975   08976 
REHM.  WS 

02795* 
REHNER.  M 

04876   07641    10562* 
REICHBACH.  EJ 

0  0679 
REICHBORN-KJENNERUD.  S 

06607* 
REICHELT,  H 

031  10 
REICHLE.  FA 

01341*  02955   04774*  04887 
REICHLE.  RM 

01341*  04774* 
REICHMANN.  J 

06223*  06775 
REIDf  0 

05234 
REID.  JM 

07114* 
HE  ID,  KDG 

04096 
REID.  NR 

10705 
REID.  PE 

06086* 
REID.  TW 

02917* 
REID.  WD 

04329*  06245*  09102* 
RE  IF.  W 

08224* 
REIGEL.  DH 

04609* 
REIHER.  P 

09863 
REIKOWSKI  .  H 

10863 
RE  ILLY.  PL 

0  1373 
REILLV.  RW 

1  0586* 
REIMANN.  W 

07069 
REIMER.  M 

06210* 
REINER.  CB 

00636 
REINER.  M 

03650 
REINFRIED.  H 

01596 
REINHARDT.  K 

07573 
REINKE.  DA 

0  3670* 
REINKE.  RT 

07244*  10509* 
REISCH.  J 

0  1571 
REISER.  R 

01100   01163   01990 
REISER.  S 

03663   04540*  06362   09922* 
REISMANN.  8 

04916*  09565 
RE  I  SS .  H 

04136 
REISS.  R 

07110*  08504 
REISSMAN.  O 

07460 
REISSMANN.  G 

07848 
REITAMO.  J 

05982 
HEITER.  J 

00827 
REITZIG.  P 

01319   06638   09347 
REIZIS.  AR 

02529 
REJMAN.  F 

00446* 
RELIMPIO 

03512 
RELIMPIO  FERRER.  F 

0351  1 
REMACLE.  J 

01532 


REMBERT,  A 

10550 
REMEOIANI.  F 

02629 
REMIGIO.  PA 

03109   10829 
REMINE.  WH 

00396   00630*  03057* 
REMISCHOVSKY.  J 

04549*  09928* 
REMMER.  H 
-07336*  06278 
RENAGA-SYKES.  F 

02393 


RENAULT, 

MG 

06S9S 

RENAULT, 

P 

09303* 

RENDA,  A 

08379 

RENDA,  F 

01241 

01242 

RENDA.  Y 

02526 

HENERT, 

WA 

02941 

02961    10805* 

RENGER. 

F 

00664 

07654 

RENNELL. 

CL 

02123 

RENNIE. 

TF 

00716 

RENOIRTE 

.  P 

04731* 

RENCLD. 

AE 

02083* 

05554* 

RENOWDEN 

1.  VG 

05190 

RENTSCH, 

I 

06669 

REN2I.  C 

06622 

REPETTO. 

F 

05456 

REPINA, 

GA 

01599 

1066  0 

REPOLT, 

A 

06006 

06138   07799 

REQUIEN 

02477 

RESHETOV.  GS 

10547 

RESIO,  JA 

10791 

RESLINSKI,  8 

01360 

RESNICK, 

,  OL 

05665 

RESNICOFF.  SA 

08350 

RESTI  VO, 

.  O 

06014 

RESTREPO,  JE 

07605 

RESZEL. 

I 

03383 

RETTENMAIER.  G 

00349 

07509 

RETTORI.  R 

04182 

04471 

RETTURA, 

■  G 

07460 

09822 

REUBER. 

MD 

00696* 

02466   07898* 

REUSE.  J J 

02775 

REUTER. 

SR 

01262 

05651* 

REUTTER, 

.  W 

01097 

0341  0 

REVEL,  JP 

00931 

0364  4* 

REVICH. 

GG 

07376 

REVIGNAS.  A 

00316 

0653 0* 

REVIL.  I 

H 

00555 

REVZIS. 

MG 

04969 

REY.  F 

04989 

07721 

REY.  J 

04989 

07721 

REV.  JM 

08631 
REY.  L 

03913 
REYAD,  S 

01601* 
REYES  FUENTES.  A 

04656 
REYES.  H 

04641*  07418   07901* 
REYES.  V 

02291* 
REYMOND.  RD 

05891 
REYNAUD.  R 

00496 
REYNIER.  M 

00194* 
REYNOLDS,  OG 

06527*  09172*  09191* 
REYNOLDS,  ES 

06438* 
REYNOLDS,  RD 

07330*  07426 
REYNOLDS.  TB 

00855   01563   02433*  02451* 

02505   02557*  06965*  07041* 

08779   10673* 
REYNOSO.  G 

08286* 
REYSSEGUIER,  JC 

06116   06601 
REZELMAN,  G 

07388 
REZNICHENKO,  AI 

06665 
REZNIK.  61 

08583 
REZVANI.  I 

03778 
REZZA.  E 

04405 
RHEE.  SU 

02217* 
RHEINLANDER.  HF 

02187* 
RHO.  YM 

04889 
RHODES.  AR 

05000 
RHODES,  J 

05436*  06695*  0848S*  09582* 
RHODES,  RS 

06352* 
RHOOIN,  J 

00973 
RIABTSEV,  VG 

09371 
RIABUKHIN.   IS 

02456 
RIABUKHIN.  KM 

08663 
R1AN.  R 

07107* 
RIAN.  RL 

02203 
RIAPOSSOVA.  IK 

04706 
RIAZANSKAIA,  GV 

01245 
RIAZANTSEV.  VI 

04806 
RIBEIRO  DE  CARVALHO,  P 

09338 
RIBEIRO,  T 

02822*  05526* 
RIBERA.  MT 

09837 
RIBET.  A 
00155   00667   00867   02828 
05406*  05535   07230   08207 
09073*  09699   10010* 
RIBET.  M 

00748   09628 
RICATTE.  JP 

10521    10534* 
RICCERI.  R 

0  3018 
RICCI,  JA 
07044 

RICCI.  R 
00048* 

RICHARD.  J 
05662 


RICHARD.  R 

09239* 
RICHARDS.  AJ 

06818* 
RICHARDS.  EA 

03732*  09069* 
RICHARDS.  JC 

06972* 
RICHARDS,  P 

00122 
RICHARDSON.  JD 
01513   04860* 
RICHARDSON.  NG 

01045 
RICHAUME.  B 

08593   10445 
RICHET.  G 

06346*  09433* 
RICHMAN.  RA 

10039* 
RICHSHOFFER.  N 

09720 
RICHTER.  D 

01483*  02087* 
RICHTER.  H 

10377 
RICHTER.  J 

05173 
RICHTER.  K 

05675   10012* 
RICHTER.  MR 

02715*  03605* 
RICHTERICH.  R 

00625* 
RICHTERS.  AR 

05566 
RICK.  W 

09057 
RICKER,  T 

08  096 
RICKHAM,     PP 

04739   04749 
RICKLES.  FR 

10406* 
RICO  IRLES.  J 

03194   03365 
RICODER  CLAVELU.  J 

08921 
RIDDELL.  OH 

08762* 
RIODERVOLD.  HO 

06038   06537* 
RIDDLE,  J 

02214* 
RIDER.  JA 

02219*  05989   07285*  09208* 
RIDER,  RO 

09208* 
RIECKEN.  EC 

01402   02802 
RIEDE.  L 

10452 
RIEDE.     UN 

00908*    05401*    06152        08079* 

09135* 
RIEDER.     H 

03859 
RIEK,     M 

03246 
RIEKKINEN,  P 

08753* 
RIENITS.  KG 

08254 
RIEU.  O 

08631 
RIFENBERICK,  OA 

07345* 
RIFKIN,  RJ 

02024 
RIGAMONTI.  PP 

05368 
RIGAS.  A 

08360 
RIGATUSO.  JL 

00202* 
RIGGS.  JR.  W 

03835* 
RIGHETTI.  P 

04383 
RIGHTSEL.  MA 

01202* 
RIGO.  GP 

02983   03074 
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RIGOLI.  MH 

08860 
RIGOLIt  NE 

03263 
RIIS,  P 

00609*  09471*  09584* 
RIJKEN.  AAM 

06482 
RIKIMARUt  A 

04585   07264*  08095 
RILEY.  SM 

09723 
RINALOI«  F 

02567   02568   04398 
RINALOOt  JA 

01076* 
RINALDO.  JA  JR. 

01868*  03667* 
RINDI.  G 

018S6   01857   02750 
RINGERTZ.  O 

04342*  05232   07910* 
RINGSDORF,  WM 

0897  1 
RIOTTE,  M 

00232* 
RIPOLL    GOMEZ,     MJ 

03260 
RISS.     E 
00454* 
RISSE.     ES 

08191 
RISTANOVIC.  D 

05568 
RISTIC,  M 

02982 
RISTIG.  W 

01704 
RISUM.  G 

04319 
RITCHIE.  AC 

02490* 
RITCHIE.  J 

1  0378 
RITCHIE.  JA 

03680*  05476 
RITCHIE.  WP  JR. 

02788*  03046*  08480* 
RITT,  DJ 

07054* 
RITTER.  FN 

04767 
RITTER.  L 

06890 
RITTER.  U 
00357   01891   02925   05671 
08356   08462 
RITZ.  E 

05506*  10074*  10240 
RIUMSHIN.  GI 

1  0347 
RIUS.  JM 

07864 

RIVA.  M 

04637* 

RIVAL.  H 

09622 
RIVARQLA.  A 

05357 
Rl VERA-CALIHLIM.  L 

03635* 
RIVERA.  A..  A 

03001* 
RIVERA.  R 

04465 
RIVERA.  RA 

03077   10856* 
RIVOIRA,  JM 

00727 
RIVOIRE.  J 

07742 
RIZHIKH.  AN 

10478 
RIZHKOV.  EV 

03300 
RIZK.  GK 

10525 
RIZOVA,     H 

08427 
RIZZO.     A 

01546 
RIZZO.  A  J 
02865 


RO.  K 

05812 
ROACH.  JA 

00703 
ROBACK.  SA 

03213*  04258* 
ROBARDS.  AM 

04592* 
ROBBE.  K 

10367 
ROBBERECHT,  P 
01939*  03738   05537   08203* 
09999* 
ROBBINS.  AH 

05714 
ROBBINS.  JB 

02783* 
ROBBINS.  R 

05773* 

ROBERT .  A 

02257*  06690*  06697*  07291* 

10270* 

ROBERT,  F 

04292* 
ROBERT.  P 

00852 
ROBERTS,  OF 

08620* 
ROBERTS,  DM 

OOSSl*  01666*  02329* 
ROBERTS.  EE 

05649* 
ROBERTS,  G 

06695* 
ROBERTS,  HJV 

05779 
ROBERTS.  PA 

00948* 
ROBERTS,  RJ 

04337 
ROBERTSON.  BM 

04408* 
ROBERTSON,  BR 

10729* 
ROBILLARD.  J 

03021 
ROBINET,  LEVY,  M 

07071 
ROBINO.  A 

08946 
ROBINS,  JM 

03846 
ROBINS,  SJ 

03793* 
ROBINSON,  BV 

07863 
ROBINSON,  DC 

08620* 
ROBINSON,  E 

01729 
ROBINSON,  GC 

04048 
ROBINSON,  H 

05755 
ROBINSON.  HD 

00214 
ROBINSON.  JWL 

03640*  10102* 
ROBINSON.  K 

04578* 
ROBINSON.  LA 

01049* 
ROBINSCN,  MG 

06757 
ROBINSCN,  RG 

05602* 
ROBINSON,  SH 

02448*  07338*  08244* 
ROBINSON, RC 

04282 
ROBLEOO.  AG 

01253 
ROBLES,  EA 

05454* 
ROBSON.  GS 

03123* 
ROBYT.  JP 

02820* 
ROCA.  M 

09837 
ROCHE.  J 

07946 
ROCHE.  W 
02987   06366* 


ROCHNA  VIOLA.  EM 

ROGERS.  AE 

00976 

02492* 

ROCHUS.  L 

ROGERS.  AI 

100  13* 

01779   04309 

ROCMANS.  C 

ROGERS.  AW 

06754 

07471    08160 

RODAN.  V 

ROGERS.  CG 

06136 

07652* 

ROOAS.  H 

ROGERS.  CH 

03159 

05627* 

RODBRO.  P 

ROGERS.  JB 

00483   02254*  02255* 

02413 

RODER.  K 

ROGERS.  L 

04488 

06343* 

RODERMUND.  OE 

ROGERS.  LF 

07197 

06240 

ROOES,  J 

ROGERS.  SH 

00757   10675* 

03597* 

RODEWALO,  R 

ROGGEL.  R 

00070 

02718 

RODGERS,  JB  JR. 

ROGOVA.  RO 

00946*  07242*  07790*  08484* 

10289 

ROOGERSON.  DO 

ROHART,  J 

02432*  02439* 

01288 

RODIC.  S 

ROHATGI.  M 

03030 

02188* 

RODICHERO.  L 

ROHOE.  E 

10088 

05134 

RODIER,  D 

ROHOE.  JE 

07733 

07188 

RODILES.  OH 

ROHOE.  L 

07S43* 

01699 

ROOKEY,  FL 

ROHEIM.  PS 

10073* 

01490*  06459*  07032   10092 

ROONAN.  J 

ROHMAN.  H 

00827 

09612 

RODNAN.  JB 

ROHMANN.  HW 

04017* 

08900 

RODNEY,  K 

ROHOVSKY.  M« 

05473 

02074 

RODOLICO,  A 

ROHR.  HP 

04939 

00018*  00908*  02726   04521 

RODOLICO,  R 

05401*  06324   08079*  09135 

09225 

10042* 

POOR  I  GO,  C 

ROHRER.  GV 

07317* 

04819 

RODRIGO,  M 

ROIG.  R 

03S13   09546 

03000* 

RODRIGUES,  H 

RQJAS  MIRANDA.  A 

Q9192 

083S9 

RODRIGUEZ  OE  QUESADA,  B 

ROJAS-CORQNA.  R 

10563* 

0208S* 

RODRIGUEZ  DEVECCHI ,  V 

ROJAS.  RH 

04184 

00318 

RODRIGUEZ  FERNANDEZ.  C 

ROJKINO.  M 

0  3781 

01560*  01615 

RODRIGUEZ  GAR AY.  EA 

ROKHLINE.  EA 

0651 1* 

0211«; 

RODRIGUEZ  MENDEZ,  F 

ROKICKI.  M 

0959  1 

04357 

RODRIGUEZ  OLLEROS.  A 

ROKOFSKY.  S 

08403 

06731 

RODRIGUEZ  VALCARCEL.  C 

RULANO.  J 

05094 

02012 

RODRIGUEZ  VIGIL.  E 

ROLING.  GT 

06094 

09241* 

R00RI6UEZ-0LLEROS.  A 

ROMAN.  D 

05819* 

09771 

RODRIGUEZ.  H 

ROMAN,  e 

07227 

10057* 

RODRIGUEZ.  J 

ROMAN.  LI 

10695* 

08906 

RODRIGUEZ,  JR 

ROMANENKO.  VA 

08482* 

04684 

ROE.  CF 

ROMANENKO.  VN 

04016* 

08668 

ROEDER,  HU 

ROMANET.  J 

07597 

02805 

ROEDER.  WJ 

ROMAN  I.  S 

04435 

01216   02114   02159 

ROEHM,  OF 

ROMANIUK.  PA 

05029 

03602 

ROESCH.  CB 

ROMANOS.  A 

09564 

09310 

ROFFE,  LM 

ROMANQWSKA.  A 

06486 

10487 

ROGACHEVA,  VS 

ROMANUWSKI.  B 

09257   09287 

05674 

ROGALA,  H 

RQMANSKA,  K 

10731* 

09677 

ROGALSKI,  VI 

ROMER,  H 

02648 

023SO* 

R06E.  J 

ROMER,  J 

05800 

01244 

1135 


ROMIEU.  C 

06929* 
ROMMEL  I  K 

00236   0S610» 
ROMSLO.  I 

10217 
RONAT.  R 

07881 
RONCERAV.  J 

03027 
RONCORONI,  E 

09293* 
RONOEZ.  R 

10S97 
RONE.  A 

10021* 
RONGEL  ROCHA.  PP 

00563 
RONNOERG.  AL 

0909A 
RONSENBERG.  P 

01757 
ROOKE.  HWP 

03039 
ROONEY.  JC 

09686 
ROOS.  M 

1001 1* 
HOOTWELT,  K 

00767* 
ROPARS.  C 

08790 
ROPER.  C 

02195 
ROPOHL.  O 

09786 
ROSA.  F 

0  2710*  04737 
ROSA.  G 

03162 
ROSAOO  GARCIA.  A 

04656 
ROSASCHINO.  F 

05355 
ROSATI.  LM 

04402 
ROSATO.  EF 

01335*  01470*  03151    07981* 

08175* 
ROSATO.  FE 

01335*  01470*  03151    04046 

04411*  07981*  08010   08175* 
ROSCA.  M 

02543 
ROSCH.  D 

06200 
ROSCH.  J 

02613*  03131*  03455*  04421* 

07171   0751S   10806* 
ROSCH.  W 

00135*  00343   03999   04826 

04840   04876   05817   08416 

08466   10316   10847 
ROSCHKE.  W 

0  0317 
ROSCHLAU.  G 

04518 
ROSCOE.  P 

01S56* 
ROSE.  FA 

00776* 
ROSE.  GA 

0  8628 
ROSE.  PK 

01870* 
ROSE.  PM 

05606* 
ROSE.  RC 

02734* 
ROSE.  RW 

02613*  07171 
ROSELLI.  A 
01273*  02302 

ROSEMAN.  DM 
00833 

ROSEMOND.  GP 
01341*  04774*  04887 

ROSEN.  A 
07040* 

ROSEN.  EU 
00871 

ROSEN.  FS 
04647* 


ROSEN.  H 

08176*  08164*  09119* 
ROSEN.  M 

05209* 
ROSEN.  R 

0710S* 
ROSENBAUM.  HO 

06036* 
ROSENBAUM.  JM 

00603 
ROSENBERG.  B 

02214* 
ROSENBERG.  D 

00767   01362   02228   03963 

04892   0S38S 
ROSENBERG.  EB 

02690 
ROSENBERG.  ER 

00787   01362 
ROSENBERG.  IH 

00975 
ROSENBERG.  XL 

04110* 
ROSENBERG.  JC 

01487* 
ROSENBERG.  JM 

00318 
ROSENBERG.  JS 

01985 
ROSENBERG.  PH 

02506 
ROSENBLATE.  HJ 

01652* 
ROSENFELD.  LG 

08344 
ROSENFIELD.  AT 

04380* 
ROSENFIELD.  PA 

04768 
ROSENMANN.  E 

04259* 
ROSENOER.  VM 

02440* 
ROSENOUIST.  CJ 

02100*  02942   09483* 
ROSENSTOCK.  L 

04629* 
ROSENSTRAUCH.  US 

05693 
ROSENSTREICH.  SJ 

00947* 
ROSENSWEIG.  NS 

01411    03797*  05618 
ROSENSWI6.  NS 

00233 
ROSENTHAL.  AS 

07340* 
ROSENTHAL.  WS 

01034*  06515 
ROSENTHALL.  L 

04692* 
ROSIN.  AJ 

02125 
ROSLER.  H 

02  879 
POSNER.  K 

02164 
ROSNER.  P 

01035* 
ROSS.  A 

08792 
ROSS.  G 

00094*  07515 
ROSS.  JO 

04096 
ROSS.  JF 

06351* 
ROSS.  JR 

03067 
ROSS.  LL 

04502* 

ROSS.  P 

06376* 

ROSS.  RC 

00656*  03405* 
ROSS.  SK 

04534* 
ROSS.  ST 

09511* 
ROSSEERG.  F 

02770 
ROSSETTI.  M 
03869*  06644   07566 


ROSSI.  E 

00625*  01498* 
ROSSI.  G 

04402 
ROSSI.  M 

04354 
ROSSI.  P 

04975   03986   09647* 
ROSSIPAL.  E 

09501    10411* 
ROSSITER.  MA 

1  0417 
ROSSMANN.  P 

01387 
ROSSNER.  JA 

05208 
ROSSNER.  S 

097  1  0* 
ROSSON.  RS 

09854 
ROSTA.  A 

06435*  06436* 
ROSTAFINSKA,  J 

10860 
ROSTAGNO.  R 

02088 
ROSTOVTSEVA.   ID 

10790 
ROSWIT.  B 

02378 
ROTERMUND.  HM 

02007 
ROTH.  FJ 

04167 
ROTH,  HP 

02838*  03119*  06682* 
ROTH,  I 

08812 
ROTH.  JA 

10566* 
ROTH.  JAL 

09975* 
ROTH.  JLA 

01300*  01323   01328*  01329* 

04725* 
ROTH.  L 

06637 
ROTH.  LA 

05497* 
ROTH,  LM 

04043 
ROTH.  M 

05401* 
ROTHENBERG.  SP 

02095* 
ROTHENGATTER.  C 

03149* 
ROTHMAN.  SS 

00040*  01056* 
ROTHMAN.  V 

06434* 
ROTHSCHILD.  MA 

04638* 
ROTHWELL-JACKSCN.  RL 

01646* 
ROTHWELL.  RL 

03463* 
ROTTHAUWE.  HW 

03427*  03448*  07467   08633 

1 0559* 
ROTTHAUWE.  I 

1 0559* 
ROTZSCH.  W 

02903    10108 
ROUCAYROL.  JC 

04701*  06042 
ROUFF.  SL 

07016 
ROUFF I AT.  J 

04061 
ROUFFY,  J 

04452   05881 
ROUHANI,  A 

07742 
ROUILLER.  C 

06323 
ROUJEAU.  J 

00620 
ROUK.  CS 

00919 
ROUMETZ.  J 

04061 
ROUPAS.     A 
03581 


ROUS.  S 

01125   02000   05424 
ROUSSEAU.  8 

03632* 
ROUSSEAU.  G 

10181 
ROUSSELET .  J 

10267* 
ROUVIER.  JN 

04848* 
ROUX.  F 

09720 
ROUX.  JM 

08252 

ROUX.  M 

04772*  08513   08594   08611 

10375 

ROUX.  MM 

09812 
ROVELSTAD,  RA 
04842   05847 
ROVIRALTA.  E 

06590 
ROWAN.  T 

07622* 
ROWBOTHAM.     JL 

04157 
ROUE.     JW 

03270 
ROWE.     MI 

08672 
ROUTE.     RJ 

09585* 
ROWE.     TR 

10488 
ROWINSKI.  J 

05612 
ROWLAND,  HAK 

06291 
ROY.  AO 

07007 
ROY.  CC 

0S141*  08560 
ROY.  S 

07959* 
ROYCHOUDHURY.  DC 

02674 
HOYER.  M 

06455*  09592 
RUZANOV.  BS 

09332   09448 
ROZANOV.  IL 

03962   09464 
ROZANSKI.  A 

03704* 
ROZOILSKY,  B 

01553 
ROZE,  C 
00986*  05468*  05483   05529* 
06384   08213* 
ROZEN.  R 

06364 
ROZENBERG.  H 

01380 
ROZENFELD.  LG 

08364 
ROZENSHTRAUKH.  LS 

06565 
ROZGONYI.  F 

023b5 
ROZIEH.  JS 

06553 
ROZKOWSKA.  E 

00984* 
ROZMAN.  C 

06153   08843 
ROZSOS.  I 

00824 
RUBALTELLI.  FF 
02021    03783   04407*  06231 
06968* 
RUB ANY i.  P 

06708   08338 
RUBENSTEIN.  8 

07421 
RUBERG.  RL 

08941* 
RUBERTI.  A 

07004 
RUeET.  A 

02986        10726* 
RUBIES    PRAT.     J 
OSlOl        08878        09792 


1«36 


RUBIN.  CE 
01393*  01399*  01400*  02606* 
03645*  C6345*  10402*  10859* 
RUBIN.  E 

00661*  01974*  06149   10027* 
RUBIN.  MP 

04428   05296*  08770 
RUBIN.  W 

04502*  0S002   08080* 
RUBINO.  A 

08112* 
RUBINSTEIN.  O 

07421 
RUBINSTEIN.  HM 

06145* 
RUBINSTEIN.     ZJ 

03327* 
RU8IG  ROIC.  J 

03078 
RUBIO.  HH 

00727   0C864 
RU  B I  O  .  R 

04279 
RUCAN.  V 

03904* 
RUCK.  BJ 

10683* 
RUCKEBUSCH.  M 

00091* 
RUCKEBUSCH.  Y 
00091*  00121   01734   07274 
08138*  08139*  08147 
RUCKERT.  U 

07181 
RUCKESBUSCH.  Y 

02758* 
RUCKLEY,  CV 

03132*  05048 
HUCKSTUHL.  P 

0  3449 
RUDA,  A 

08515 
RUOAN.  N 

0  6016 
RUOENSKAIA.   IN 

09775 
RUOERMAN.  RL 

0  5321 
RUOICK.  J 
00033*  00034*  01034*  01053* 
01175*  04685   08167* 
RUOIGIER.  J 

06156 
RUDKOWSKI .  Z 

05260   06121 
RUDHAN.  D 

05915* 
RUDNEVA.  VE 

07511 
RUDNIK.  I 

00689 
RUDOLPH.  I 

04725* 
RUDORFF,  KH 

01099 
RUDY.  RV 

06473 
RUOZKI.     J 

03985 
RUED I.    T 

06765 
RUEFF.     B 
02110        04396 
10834 
RUEGSEGGER,     CH 

10216 
RUFF.     F 
07956* 
RUGSTAD.     HE 

02448* 
RUINEN.    L 

10846 
RUITENBERG.     EJ 

06266 
RUITTON 

02477 
RUIZ    DE    CHAVEZ, 

06286 
RUIZ    OE    CHAVEZ 

0158S 
RUIZ-HEALY.     F 

05964 
RUIZ-MORENO.     F 
05964 


04399       05227* 


RUIZ.     JA 

02265* 
RUIZ.     JO 

06  928* 
RUIZ.     T 

03S18 
RUKAVINA.    D 

01102 
RULE.     AH 

10520 
RULL     SE6URA.     S 

00399 
RULLI .     A 

09271 
RUMBALL.  JM 

03561 
RUMENOV.  I 

04028   08059 
RUMSEY.  ROE 

03049*  06302* 
RUNE,  SJ 

02790*  07303* 
RUNEEERG.  L 

08062 
RUNSER.  C 

07131 
BUOFF .  HJ 

01040 
BUOFF.  M 

04217    09230 
RUCTSALAINEN.  P 

06516* 
RUPP.  N 

10799 
RUSANOV.  AA 

07796   09266 
RUSCHER.  H 

01795 
RUSH,  e 
00643* 
RUSH.  BR  JR. 

10730* 
RUSKIN.  B 

09205* 
RUSSELL,  A 

02075   05156* 
RUSSELL.  DH 

0SS56* 
RUSSELL.  JC 

01919*  08170* 
RUSSELL.  JG 

04052 
RUSSELL. 

02140 
RUSSELL. 

06164* 
RUSSELL. 

07647* 
RUSSELL. 

00393*  00713 
RUSSO.  AG 

08719 
RUSSO.  O 

09587 
RUSSU.  G 

03920 
RUSU.  M 

08736 
RUTHERDALE.  J 

01606* 
RUTTEN.  ARM 

04268* 
RUTTER.  A 

01656* 

RUTTER. 

09055* 

RUTTNER. 

02878 
RUYTERS.  L 

10689* 
RUZHINSKAIA. 

03787 
RUZICKA.  FF  JR. 

06529* 
RUZICKA. 

09647* 
RYAN.  A  J 

06449* 
RYAN.  C 

01408 
RYAN.  CJ 

064S3* 

RYAN.  ML 

02520 


JC 


PK 


PS 


RI 


WJ 


JR 


NN 


FF,  JR. 


RYAZANSKAIA.  GV 

05184    10621 
PYBA.  * 

02537   03433 
RYBAKOVA.  NI 

05693 
HYBARCZYK,  Z 

01365 
RYC,  K 
04136 
RYGAARO,  J 

03209* 
RYGVOLD,  O 

07789* 
RYLLO.  GV 

09785 
RYMAN.  BE 

08752* 
RYMARENKO.  TV 

04854* 
RYTEL.  B 

07233 
RYTOMAA.  T 

07578* 
RYU.  G 
02662 
RYWLIN,  AM 

01284 
RZEPECKI.  A 
04835 

SAADA.  R 

08832 
SAAKOV.  BA 

1  060S 
SABA,  V 

03953 
SABAGH,  R 

00400 
SABATER,  P 

09643* 
SA8AT1NI,  D 

09010 
SA8AU,  M 

05093   08962 
SABESIN,  SM 

02513*  04331*  05222*  07346* 
SABET,  S 

10642 
SABINE,  JR 

055S0* 
SABINI,  AM 

02601 
SABOLIC,  A 

08892 
SACCA.  JO 

07773 
SACHATELLO,  CR 
00575*  03716*  03717*  05491* 
06836* 
SACHDEVA,  HS 

05878 
SACHS,  G 
01027*  01920*  05409*  06342* 
07281*  09984* 
SACHWEH.  D 

07629 

SACK,  H 

04544* 

SACK.  RB 

01771    01772   02607*  05346 
SACKETT.  JF 

06084 
SACKS.  H 

07308* 
SACKTOB.  B 

01157*  02748* 
SADCHIKOVA.  GN 

08324 
SADIGURSKY.  M 

02694 
SADIKALI,  F 

00711*  03192* 
SADKQVA.  TN 

06641 
SADLINSKI.  C 

04722 
SADONY.  V 

03318 
SADOVE.  MS 

05555* 
SADOVNIKOVA.  IP 
01525 


SAOOVSKAIA,  A 

10842 
SAOOMSKI.  J 

07233 
SAORE.  NL 

06144* 
SAOR I  .  S 

07708* 
SAEGESSER.  F 

00474 
SAENKO.  AS 

07402 
SAENZ  DOMINGUEZ. 

04244 
SAEZ.  LM 

02057* 
SAFONOVA.  LP 

07951 
SAFRANY.  L 

06127 
SAGARA.  Y 

10110 
SANA.  JR 

04080* 
SAHA.  SP 

09564 
SAHEBJAMI,  H 

01480 
SAHIB.  MK 

07441 
5AHMK0W.  E 

08949 

SAI,  FT 

09727* 

SAI,  S 

0566V 

SA I  D  .  M 

09881 
SAIDBAIEVA,  LM 

04614 
SAIK.  RP 

01022* 
SAIKIA,  B 

04077* 
SAILER.  FX 

10S27 
SAIMOT.  G 

02700 
SAINI.  VK 

02190* 
SAINTES  LEKEUX, 

02109 
SAI TO,  K 

03875 
SAITO.  M 

03950 
SAITO,  S 

03740*  10817* 
SAKAE,  K 

10297 
SAKAGAMI.  T 

02876 
SAKAI,  A 

00204*  05180 
SAKAI,  AN 

01149 
SAKAI.  S 

03175 
SAKAI.  T 

0593  3 
SAKAKIBARA.  N 

02999* 
SAKAMOTO.  G 

03875 
SAKAMOTO.  S 

04363 
SAKAMOTO.  Y 

07046   09964 
SAKAUE.  S 

03956 
SAKAZAKI,  R 

07193 
SAKELLARIOIS,  I 

06187* 
SAKITA.  T 

03058*  09368 
SAKIYALAK,  P 

02395 
SAKOOA,  K 

00772* 
SAKOOA,  TH 

07661 
SAKURADA,  N 
10696* 


m37 


SAKUYAMAt  K 

SAMA,  SK 

SANDERSON.  TA 

SARGENT  IN  I,  AO 

I  0219 

00467   00660* 

06062*  06  167* 

07157 

05719   08322 

SALAH.  M 

07080 

SANDLER.  L 

SARIN,  NK 

09686 

SAMAAN.  HA 

04977* 

05708   08315 

SALAM.  A 

03011 

SANDLER.  M 

SARKAR,  B 

05S75 

SAMBIN,  P 

09500 

02659 

SALAM,  AA 

021S2   C5127 

05128 

SANDOR.  T 

SARKOZI,  LL 

034S3*  05281 

SAMIIAN.  R 

05193 

03346* 

SALAZAR,  JR 

08482* 

SANDOZI,  MK 

SARLES,  H 

I  0143 

SAMLOFF,   IM 

09890 

01057*  01058*  03328   03491* 

SALAZAR,  N 

05407* 

SANDSTEAD.  HH 

04240*  04617*  05528*  07109* 

02699 

SAMMOUR,  ME 

06743*  10808* 

09088*  09127*  10009* 

SALDUCCI,  J 

,  02498 

SANDSTROM.  B 

SARMA,  OSR 

04577* 

SAMOOUMOVA,  ZA 

01083*  01951*  04509*  05619 

01098   07368    10054* 

SALDUTTI,  L 

10545 

08103   08270 

SARMENTO  SANTOS,  J 

10144 

SAMOILA,  A 

SANER,  U 

08206 

SALEIRO  E  SILVA,  JV 

03584 

02801 

SARNA,  S 

04233 

SAMOILENKO.  AV 

SANFELIPPO,  PM 

10  407* 

SALEM.  FA 

01  182 

04155 

SARNA.  SK 

03412 

SAMOKHVALCV,  VI 

SANFORO,  GE 

03676* 

SALEM,  G 

03588   0S751 

09873 

04203* 

SARNO.  E 

08057 

SAMPAIC.  JMO 

SANFORO,  JP 

00563 

SALEM,  SN 

08400 

07450* 

SARNOttSKI.  M 

02697 

SAMPLINER,  RE 

SANFORD,  PA 

03  982 

SALEMBIER.  MY 

00776* 

07260   08131 

SAHOFF,  J 

09606 

SAMPSON.  L 

SANG  OH.  K 

10659 

SALEMBIER,  Y 

06022* 

04490 

SARRAZIN.  A 

02581   03501   05106   06208*   SAMSON.  E 

SANGREE.  MH 

06650   06718 

09796*  10523 

00489 

00981* 

SARRAZIN.  0 

SALEN,  G 

SAMSON.  EI 

SANGUINETTI,  L 

03312 

04278* 

10307 

04576* 

SARRIA  DIAZ.  M 

SALERNO.  L 

SAMSONOVA.  LA 

SANIELEVICI  MARINOV,  S 

03598 

02953 

03575 

03204   03584 

SARRIAS  BATISTA.  A 

SALES.  LM 

SAMUEL,  KC 

SANJOSE  GONZALEZ,  G 

04053 

04227 

08064* 

00416 

SARRO  PALAU.  M 

SALET,  J 

SAMUELS,  GAS 

SANKALE.  M 

00820 

04087* 

09567 

09703   10573* 

S  ART  ON  I -GALLON  I.  S 

SALFELDER,  K 

SAMUELS,  LO 

SANG,  A 

00578 

01794 

00702*  01S19 

02181    05700 

022S8* 

SARV.   II 

SALGAOO.  M 

06967* 

SANOVA.  J 

03955 

06906 

SAMURA,  Y 

05165 

SARVER.  EJ 

SALGANIK,  RI 

04371 

SANTAGATA.  P 

05725 

01913*  09078* 

SAN  JULIAN,  M 

02415 

SASAGAWA.  T 

SALIMI.  M 

08007 

SANTAMARIA,  JN 

01813   05427   07210* 

00988* 

SAN  MARTIN,  P 

00737*  10838 

SASAHIRA.  S 

SALINAS  MADRIGAL.  L 

10607 

SANTANA,  H 

01 195* 

07862 

SANAN,  DP 

00341 

SASAKI.  K 

SALINGER.  H 

05708 

SANTANGELO.  ML 

00112   01608*  08450 

05756 

SANCES,  A  JR. 

04799   08379 

SASAKI,  S 

SALIS  SAMAOEN,  R 

04609* 

SANTHANAM,  K 

02683   03S76 

06933 

SANCHEZ  DE  LA  CUESTA  Y  DE  AL 

03736* 

SASAKI,  T 

SALLAM,  M 

05832* 

SANT I AGO-80RRERO.  PJ 

06086   06361   07115 

10260 

SANCHEZ  LOPEZ  TELLO,  C 

06816* 

SASAKI,  Y 

SALLES.  N 

08536 

SANTILLAN  VILLASENOR.  M 

05637* 

01503 

SANCHEZ  ORTEGA, 

,  JM 

09598 

SASAMURA.  M 

SALLET,  J 

08429 

SANTINI,  R 

07992 

00254 

SANCHEZ  RAMOS. 

JA 

02336*  02987   06366* 

SASSIER.  P 

SALLSTROM,  T 

08074 

SANTINI,  R  JR. 

04977* 

04208* 

SANCHEZ  SEVILLANO,  A 

06816*  07712* 

SASTRE  GALLEGO.  M 

SALMAN.  MM 

00416 

SANTONOCITO,  B 

07743 

05472   06954 

SANCHEZ  VILLARES,  E 

01872* 

SATA,  H 

SALMENKIVI,  K 

04994 

SANTORO,  MM 

05669 

03349*  04703*  06090   10069*    SANCHEZ  ZINNY, 

J 

04427 

SATCHELL,  D 

SALMI,  H 

08381 

SANTULLI,  TV 

00985* 

09480*  09926* 

SANCHEZ,  J 

04433   05082 

SATEGNA-GUIDETTI,  C 

SALMI,  HA 

07866 

SANWALO,  R 

00611*  03562   05119* 

00215 

SANCHEZ,  RE 

06172 

SATGE,  P 

SALMI.  HJ 

01674* 

SAPISOCHIN,  E 

10854 

0S763* 

SANDBERG.  DH 

04318 

SATIJA.  VK 

SALMINIA.  AI 

04811 

SAPOCHNIK,  M 

08630 

04440 

SANOBLOM,  P 

10791 

SATLER.  J 

SALMON,  0 

02593 

SAPOTA,  J 

10358 

03470 

SANDBORN,  EB 

04833   09694 

SATO.  H 

SALMON.  PA 

07224 

SAPOUNOV,  S 

01195*  01293   04512   05707 

04919* 

SANDERS,  CJ 

09283 

10174 

SALMON.  PR 

04257* 

SAPQUNTZIS.  OP 

SATO.  K 

07482*  08526*  10134* 

SANDERS,  DJ 

0  2299 

01195*  08433 

SALNIKOW,  J 

01918*  03702* 

09075* 

SAPRE.  N 

SATO.  M 

01944 

SANDERS,  I 

046S3 

07451* 

SALOMON.  Y 

06536* 

SAPY,  P 

SATO.  N 

03695* 

SANDERS,  MG 

00965 

02465   05923*  08231*  08432 

SALTZHAN.  GF 

08655*  08656* 

SAPACCO,  C 

SATO.  T 

03853 

SANDERS.  RJ 

00611* 

01624*  01809*  02672   04629* 

SALVATELLA  SERRA.  J 

04426 

SARAGEA.  M 

10770* 

03078 

SANDERS.  SL 

10057* 

SATO.  Y 

SALVATI,  EP 

05011* 

SARAYA,  AK 

07548 

03235 

SANDERS,  TG 

04077*  06299 

SATOH .  S 

SALWAN,  F 

09055* 

SARDAS,  OS 

06426*  09085* 

03536 

SANDERSON,  DR 

01241 

SATOH.  T 

SALZBERG,  AM 

00  380 

SAROI,  GF 

01980 

06737* 

SANDERSON,  ER 

08847* 

SATPATHV.  NK 

SALZER,  GM 

03153 

SARDINI.  0 

02905* 

07146 

SANDERSON.  I 
07591 

01669*  10748 

SATYANANO  MEHDIRATTA.  KS 
01302 

«Mr»iM« 


•'.   '••S'Vil 


1U38 


SATYANARAVANA.  MN 

02033 
SATZMAN.  ML 

07238* 
SAUBERLICH.  HE 

0355A 
SAUBIER.  E 

10581* 
SAUelERi  EC 

06763   09702   10580* 
SAUERt  H 
04198   0S739   06882   07176 
10384 
SAUER.  W6 

08721* 
SAUNDERS t  OR 
01393*  01957*  0364S*  03791* 
0634S* 
SAUNDERS.  EH 

02842* 
SAUNDERS.  S 

06973* 
SAUNDERS.  SJ 

07840*  09640* 
SAUTIER.  C 

06364 
SAUVACE.  P 

04063 
SAUVEGRAIN.  J 

00626*  0625C   10464 
SAVA.  G 

04094   10638 
SAVAGE.  DC 

00234   08288   10125* 
SAVAGE.  JP 

08958 
SAVARY.  H 

08386 
SAVARY.  P 

00066*  07304* 
SAVCHENKO.  AP 

029S1    05135   06930   09907 
SAVCHUK.  BD 

02294   08688 
SAVEL«EV.  AK 

09079* 
SAVELIEV.  VS 

06716   08688 
SAVIC  CVETOJEVIC.  M 

0  5217 
SAVIC.  B 

10456 
SAVIC.  D 

0  1687 
SAVILAHTI.  E 

00553*  07714* 
SAVIN.  S 

02982 
SAVINA.  MI 

07376 
SAVINKINA.  RA 

04286 
SAVOSCHENKO.  IS 

09370 
SAVOSHCHENKO.  IS 

04854* 
SAVOYE.  B 

0  2642 
SAVU.  E 

02157 
SAVULESCU.    V 

01690 
SAWA.     A 

04037   06729   09285 
SAWADA.  M 

09664* 
SAWICKI.  W 

0  5612 
SAWRASEWICZ.  S 

03145 
SAWYER.  BC 

06500   06501   06502 
SAWYER.  KC 

01628   01717   02572* 
SAWYER.  RE 

01717   02S72* 
SAWYERS.  JL 

00504*  03347*  03998   06688 
SAXENA.  S 

080  64* 
SAYEED.  MM 

02031 

SAYER.  P 

03342* 


SAZANOVA.  AS 

06282 
SAZIKI.  R 

03968* 
SBUELZ.  B 

00303   03141   10269*  10283* 
SCACCABAROZZI.  U   ' 

10748 
SCAFFIOI.  L 

09031    09375 
SCALLEN.  TJ 

06470   06475 
SCALVINI.  A 

10648 
SCANLON.  GT 

06744* 
SCARABELLI.  I. 

09544 
SCARAMELLINO.  G 

09588 
SCARBOROUGH.  ES 

04864 
SCARPELLI.  EM 

02554* 
SCARPELLI.  S 

09587 
SCARSELL  I  .  V 

10280* 
SCHABORT.  JC 

09713* 
SCHACHENMAVR.  W 

04277* 
SCHACHT.  U 

06940 
SCHADE.  G 

04478 
SCHAEFER.  JW 

09512* 
SCHAEFER.  KH 

06919* 
SCHAEFER.  O 

07431 
SCHAEFFER.  BT 

03408*  07631* 
SCHAEFFER.  JL 

07925 
SCHAER.  JC 

07335* 
SCHAFER.     H 

04277*  09824 
SCHAFF.  Z 

06127 
SCHAFFER.  AJ 

04194   05092 
SCHAFFERUS.  S 

07334* 
SCHAFFNEB.  F 
00658*  00715   01566   01969* 
02426*  02582   03346*  05261 
08880   10056* 
SCHALL.  GL 

04460*  08938*  09203*  09869 
SCHALLER.  J 

08804 
SCHALLY.  AV 

01914* 
SCHAMAUN,  M 

07529 
SCHANKER.  LS 

01080*  02034 
SCHAPIRA.  A 

00647 
SCHAPIRO.  H 

00144*  03707*  07283* 
SCHAPIRO.  BH 

04265*  05192 
SCHAPOSNIK.  F 

04513 
SCHARF.  J 

03549 
SCHABF.  R 

09071* 
SCHARNBECK.  H 

00658*  10056* 
SCHARNBECK.   HH 

03346* 
SCHABRER.  E 
»     07262   08133 
SCHARBER.  H 

08750 
SCHATZKI.  PF 

02621*  09X54 
SCHAUDIG.  H 
10316 


SCHAUER.  A 

10282* 
SCHEOA.  P 

00724   00725 
SCHEDL.  HP 

09921* 
SCHEDRUNOV.  VV 

03174 
SCHEELE.  G 

07761 
SCHEIBE.  O 

10451 
SCHEIBEL.  I 

01604* 
SCHEIDEMANTEL.  RE 

06228 
SCHEIN.  CJ 

00090*  07105* 
SCHEINBERG.  IH 
02432*  09776* 
SCHEININ.  TM 

00363*  03625*  09244 
SCHEJBALOVA.  E 

09936* 
SCHEKOTOV.  GM 

02363 
SCHELD.  H 

07416 
SCHELER.  F 

08632 
SCHELLERER.  W 

04880 
SCHELLHAMMER.  PF 

05665 
SCHELLHAS.  H 

03173 
SCHELLIN6.  JL 

09927* 
SCHENK.  J 

05924* 
SCHENK.  WG  JR. 

03037   08759*  09781* 
SCHENKER.  S 

01954*  09925*  10038* 
SCHENKER.  U 

07139 
SCHENKMAN.  JB 

01969* 
SCHEPIS.  P 

00039* 
SCHER.  GS 

06527* 
SCHERBA.  MM 

04012 
SCHERER.  H 

03933 
SCHERL.  ND 

05129 
SCHERMER.  OR 

04380* 
SCHEBSTEN.  T 
00707*  01140 
09633* 
SCHETTINO.  RA 

04196 
SCHETTLER.  CH 

07939 
SCHEUER.  PJ 
00653*  00742 
07953* 
SCHEUNER.  6 

07219 
SCHEVING.  LE 

08151* 
SCHEY.  WL 

03226* 
SCHEYBA^iI.  MS 

03933 
SCP-'kU.  S 

09446 
SCHICHA.  H 

00006*  01828 
SCHICKEOANZ.  t- 

09345 
SCHIOT.  T 

04386* 
SCHIER.  J 

00834   02309 
SCHIER.  JF 

05768* 
SCHlEWe.  R 

10354 
SCHIFF,  D 
06464* 


10077* 


087  15   10164* 


01981    03495* 


02508   07891* 


SCHIFF.  ER 

04875 
SCHIFF.  L 

02436* 
SCHIFF.  R 

02781* 
SCHILD.  HO 

01033* 
SCHILLER.  CM 

02076 
SCHILLER.  KFR 

10238 
SCHILLER.  M 
04015*  05733 
10341*  10378 
SCHILLER.  Wft 

05120* 
SCHILLING.  JA 

00616 
SCHIMANSKI.  K 

01694 
SCHIMKE.  RT 

06321 
SCHIMMEL.  EM 

08655*  08656* 
SCHIMMELPFENNIG.  W 

05283   09670 
SCHIMPF.  A 

08535 
SCHIMPF.  K 

10074* 
SCHINDLER.  R 

07323*  07335* 
SCHIOOT.  T 

07088* 
SCHIOLDANN-NIELSEN.  JA 

00688 
SCHIOPPACASSI  .  G 

10648 
SCHIRRER.  J 

02663 
SCHIVO.  F 

03767 
SCHIZAS.  N 

04350 
SCHJONSBY.  H 

05453*  08125*  09845* 
SCHLACHETZKI.  J 

10461 
SCHLAEGER.  R 

05658* 
SCHLEGEL.  JF 

03691 
SCHLEICHER.  J 

04524 
SCHLICHT.   I 

10095 
SCHLIERF,  G 

07089* 
SCHMALBACH.  J 

02182 
SCHMAMAN.  A 

08595 
SCHMAUSS.  AK 

01682*  08917 
SCHMIO 
00409 
03116 
05676 
10564* 
SCHMID.  KO 

01413   03301   05085* 
SCHMIO.  M 

03449 
SCHMIO.  R 

03826* 
SCHMIDINGER.  H 

06439* 
SCHMIDT  GOFFI,  F 

10362 
SCHMIDT.  A 

06755   07341*  09684 
SCHMIDT.  OS 


01278  01891  02925 
04850*  05284  05671 
08358   08462   10285* 


FW 


05154* 
SCHMIDT. 

04802 
SCHMIDT.  G 

10453 
SCHMIDT.  H 

01694   09042 
SCHMIDT.  HA 

00300   02802 
SCHMIDT.  HO 

07145 


09092*  10754 


1439 


SCHMIDT.  J 

10139 
SCHMIDT.  KM 

02220* 
SCHMIDT.  M 

05264*  06181   08214* 
SCHMIDT,  NJ 

07049* 
SCHMIDT.  P 

05122*  10753 
SCHMIDT.  HI 

00425   01821   09533 
SCHMIDT.  WC 

04277* 
SCHMIEGE.  SK 

00098* 
SCHMITT  KOPPLER.  A 

04814   09335   10253   10311 
SCHMITZ  MOORMANN.  P 

03313 
SCHMITZ.  A 

09649* 
SCHMITZER.  G 

01321 
SCHNABEL.  K 

05695 
SCHNACK.  H 

00746   06159 
SCHNEEGANS.  E 

04986 
SCHNEIDER.  OL 

09912*  09919*  10030* 
SCHNEIDER.  F 

07012 
SCHNEIDER.  G 

04644*  06599 
SCHNEIDER.  KM 

04112* 
SCHNEIDER,  R 

04564   05383 
SCHNEIDER,  RE 

03825* 
SCHNEIDER,  RL 

08099 
SCHNEYER.  CA 

00023 
SCHNIEDEN,  H 

05480 
SCHNOES,  HK 

03808 
SCHNORR.  E 

08097   09113* 
SCHNUG,  GE 

05066   05364 
SCHOBER,  A 

00720   07937   09731* 
SCHOEN,  HR 

06239 
SCHOENBERG,  ES 

00361* 
SCHOENEMANN.  J 

01468* 
SCHOENFIELD.  LJ 

02571*  06210*  06483   06974* 

07137   07315*  10762*  10769* 
SCHOEVAERDTS.  JC 

04731* 
SCHQFIELD.  GC 

00928   09951* 
SCHOFIELD,  PF 

02578* 
SCHOFIELD.  PJ 

06292   06254 
SCHOKKER,  J 

04434 
SCHOLES,  GB 

02779 
SCHOLL,  E 

02867 
SCHOLL,  HW 

04108* 
SCHOLTEN,  JH 

10846 
SCHOLTZE,  P 

05143* 
SCHOLZ,  A 

032  03 
SCHON.  E 

07083 
SCHON,  GR 

0291 1* 
SCHONAU  JORGENSEN.  F 

00710* 


SCHONBERGER.  W 

07874 
SCHONFELO.  G 

05560 
SCHONFELOER.  M 

04442 
SCHONHEYDER.  F 

09634* 
SCHONUNG.  W 

06517* 
SCHOOFS.  E 

03369 
SCHOORL.  M 

06692 
SCHOPEN.  RD 

02311   04938 
SCHOTT.  H 

02599 
SCHOTT ENFELD.  D 

04158 
SCHOWENGERDT.  C 

03231 
SCHRAGER.  J 

00013*  08153*  09987* 
SCHRAIER.  M 

03915   09171* 
SCHRAMEK.  A 

02250*  02623 
SCHRAMM.  H 

10354 
SCHRAMM.  M 

03695*  08152* 
SCHREIBER.  G 

020C7   09159 
SCHREIBER.  HW 

04878   07641-  10562* 
SCHREIBER,  MH 

02133   06012 
SCHREIBER.  W 

01607* 
SCHREIER.  K 

02342   06621 
SCHREMPEL.  A 

09905 
SCHRICKER.  KT 

02537   03433 
SCHRODER .  H 

08888* 
SCHRODER.  HJ 

07688 
SCHRODER,  KE 

05095* 
SCHRODER.  R 

03389   03894 
SCHROEDER.  00 

07945 
SCHROTER.  G 

04270*  10694* 
SCHRGTER.  M 

09533   10457 
SCHROTH.  R 

10319 
SCHRUB.  JC 

02246 
SCHRYVER.  HF 

09021* 
SCHUCMAN.  H 

00610* 
SCHUHR.  EU 

0S134 
SCHOLENBUPG 

02594 
SCHULER.  O 

06029 
SCHULKINO.  ML 

02763* 
SCHULLER.  A 

06124 
SCHULLER.  L 

05366 
SCHULLINGER.  JN 

05082 
SCHULMAN,  A 

0OE14   03836* 
SCHULMAN,  SA 

03040 
SCHULTE-BRINKMANN 

00347 
SCHULTE,  D 

08955 
SCHULTE,  HD 

06056 
SCHULTEi 

046C8* 


03895 


CAR 


WJ 

0S33S* 


SCHULTHEISS,  HR 

02937 
SCHULTIS,  K 

07036   10527 
SCHULTZ,  I 

02827 
SCHULTZ,  J 

05718 
SCHULTZ,  LD 

02076 
SCHULTZ.  LS 

06928* 
SCHULTZ.  RB 

02618* 
SCHULTZ.  SG 

00057*  000S8*  00077   00942* 

00966   01846*  02734*  05452* 

05463 
SCHULTZ.  SM 

10103* 
SCHULTZE.  H 

05995 
SCHULZ.  D 

07526   10456 
SCHULZ.  H 

00775* 
SCHULZ.  I 

01052*  08201* 
SCHULZ.  RD 

05766*  05780 
SCHULZ.  U 

03726   06199   09289* 
SCHULZ.  W 

10644 
SCHULZE.  H 

091SI 
SCHULZE.  J 

02073 
SCHUMACHER.  K 

08868   10720 
SCHUMACHER.  M 

01671* 
SCHUMACHER.  P 

04301 
SCHUMAN.  BM 

05913* 
SCHUMER.  W 

04859*  05555*  09118* 
SCHUPPEL.  KF 

04524 
SCHUR.  PH 

04341*  05648*  05654* 
SCHUSTER.  G 

04877   07605 
SCHUSTER.  MW 

06475 
SCHUSTER.  W 

06140 
SCHUTT.  AJ 

05007* 
SCHUTTE.  AG 

08647* 
SCHUTTERLE.  G 

05565   07887 
SCHUTZ.  E 

00344 
SCHUTZE.  U 

06883 
SCHUWARTZ  TANNDUZ,  MC 

04005 
SCHWACHMAN,  H 

03191*  06112* 
SCHWAGER,  A 

09692 
SCHWAN,  HP 

10128 
SCHWANTZEROVA.  M 

06985 
SCHWARCZ  DE  TARLOVSKY,  M 

08257 
SCHWARTZ  PORSCHE,  DM 

03203 
SCHWARTZ,  AD 

04404 
SCHWARTZ.  AR 

02098* 
SCHWARTZ.  E 

07488* 
SCHWARTZ.  JT 

08154* 
SCHWARTZ,  M 

01032*  04601*  08411    09068* 
SCHWARTZ,  HA 

1053  0 


SCHWARTZ,  MZ 

09117* 
SCHWARTZ,  RS 

06021  * 
SCHWARTZ,  S 

08758* 
SCHWARTZ.  SI 

06350 
SCHWARTZ,  SS 

06833*  09586* 
SCHWARTZ,  TH 

09214* 
SCHWARZ,  A 

03388 
SCHWARZE,  I 

02037 
SCHWARZER,  R 

10263 
SCHWARZLOSE.  W 

04666 
SCHWEOER.     N 

09261        10163* 
SCHWEITZER,     8 

04628* 
SCHWESINGER,     WH 

04597* 
SCHWILDEN.     ED 

07761 
SCHYNS,     E 

09516* 
SCIORELLI,     G 

03656 
SCISCENTI,     J 

07433 
SCOBJE,    BA 

00293 
SCOLLO-LAVIZZARI,     G 

06185* 
SCOPPA,  P 

10088 
SCOPPETTA,  FP 

09322 
SCORPIO,  RM 

00977   07345* 
SCORTECCI,  V 

05692 
SCOTT  BURDEN,  T 

05459 
SCOTT-VOUNG,  M 

06935 
SCOTT.  AJ 

10768* 
SCOTT.  OF 

05579   07330*  09631* 
SCOTT.  HJ 

03573   04658* 
SCOTT.  HW  JR. 

00648   0399S   06686*  06743* 

10808* 
SCOTT.  JR 

07173 
SCOTT.  RB 

05562 
SCOTTO,  J 

00508*  03370   03387 
SCOW.  RO 

01  126 
SCRATCHERD.  T 

00063*  00182   05526*  06427* 
SEAGER.  S 

06453* 
SEAH.  PP 

06830        10417 
SEALE.     DL 

06537* 
SEALY.     R 

09479* 
SEAMAN.  WB 

01327        02941        04914*     05076 

06880 
SEATON.  OR 

01786 
SEBESTYEN.  CS 

03971* 
SeCHI.  L 

09323 
SECOR.  SM 

02380 
SEOAILLAN.  A 

01617 
SEDGWICK,  Ce 

03558 
SEOLACEK,  J 

07415 


IHHO 


07738        07763 


SL 


R 
07848 


SEDUOEV.     S 

05789 
SEDWICK.     J 

0  37  16* 
SEEBASS.     C 

08079* 
SEED.     RW 

00682       07136 
SEEU.     OJ 

02217* 
SEEUER.     RA 

05224* 
SEELIGER.     M 

00733 
SEFFEN,     J 

06154 
SEGAL.     GM 

07403 
SEGAL.     HL 

00149* 
SEGAL.     R 

02426*  04651* 
SEGAL.  S 
02738*  06804 
10104* 
SEGATO.  G 

02381 
SEGGERDA,  FR 

04593* 
SEGRESTIN.  M 
00885   03299   06786   06799* 
06800*  10685*  10686* 
SEH6AL.  AK 

06831 

SEHORN. 

03675* 

SEIDEL. 

01204* 

SEIDEL. 

05252 
SEIDEL.  W 

03886 
SEIDLER.  L 

04272* 
SEIDLOVA.  V 

0S165 
SEIFERT.  E 
00159   04713 
08420 
SEIFERT.  G 

03321   06303* 
SEIFTER.  E 

07460   09822   10123* 
SEIFTER.  J 

09622 
SEIGAL.  J 

04445 
SEIGE.  K 

01225        0663? 
SEIJFFERS.     MJ 

06412* 
SEILER.     MW 

05541* 
SEITO.     T 

08482* 
SEKHARA.  NC 

02033 
SEKINO.  E 

04299 
SEKINO.  T 

09364 
SEKIYA.  T 

05859 
SEKUNOO.  AS 

05183 
SELEZNEV.  IK 

09568 
SELIGER.  G 

04102* 
SELIGMAN.  HEP 

0  0501 
SELIGSOHN.  U 

0  1495*  01496* 
SELINGER.  Z 

03695*  08152* 
SELINUS.  R 

01187 
SELIVANOV.  VI 

10483 
SELL AMI.  A 

10463 
SELLE.  RK 
00868 


04802   05146* 


SELLEK.  A 

07518 
SELLERS.  J 

09843* 
SELLERS.  RO 

01285 
SELLINK.  JL 

04937 
SELMAIR.  H 

051E4*  08317 
SELRQOS.  O 

04089 
SELTZER.  HS 

04213 
SELTZER.  MH 

00415   04411*  08010 
SELWAY.  JWT 

07927 
SELYE.  H 

00435*    04018* 
SELZER .     G 

09479* 
SEMANICH.     1 

08S54 
SEMANYCZ.     J 

04960 
SEMB.     LS 

02908*  07789* 
SEMBA.  T 

00116   03669*  03818*  05626* 
SEMENOV.  AS 

04808 
SEMENOV.  VP 

0601C 
SEMENOV,  VV 

07179   08308 
SEMENOVA.  E! 

02549 
SEMENTROV.  PM 

01437 
SEMENZA.  G 

09939* 
SEMERIVA,  M 

02815* 
SEMICHASTNCVA.  AG 

02825   10212 

SEN.  NN 

02332* 

SEN.  PK 

02558* 

SENAC.  JP 

08822 
SENAULT-BOURNIQUE.  C 

01  129 
SENCHILO.  EA 

01314 
SENCINDIVER.  PV 

03236 
SENORA  LECN.  P 

06224 
SENEGAS.  J 

05365 
SENEVIRATNE.  KN 

02445* 
SENG.  PN 

01  128 
SENGUPTA.  KP 

07977* 
SENNEKAMP.  J 

10712 
SENSING.  H 

05143*  05200 
SENTERRE.  J 

01874 
SEOANE.  D 

03159 
SEPAHA.  GC 

02313 
SEPULVEDA.  B 

02485   06130   06132 
SERAFETTIN  ZILELI.  M 

02066 
SERAFIN.  B 

OS305 
SERAFINI.  U 

00428 
SERBAN.  A 

00S96 
SERBANESCU.  A 

03451 
SERBANESCU.  M 

04202 
SERCK-HANSSEN.  A 
00701*  10199* 


1073  0* 
O 


TJ 


JP. 


JJ 


BP 


SEREBRO.  HA 

06589 
SEREDIUK.  NN 

02271 
SERENY.  G 

01606* 
SEPES-STURM.  L 

02493* 
SERGEVNTN.  VV 

09597 
SERGUEL.  OS 

02113 
BERLIN.  O 

00677 
SERNIA, 

09253 

SERNKA, 

09977* 

SERONDE , 

00506* 
SEROR.  J 

09415   10638 
SERRA  OORIA,  OB 

01282 
SERRA,  C 

10778 
SERRANOi 

00194* 
SERRANO. 

00341 
SERRANO. 

10716* 
SERRERA 

03366 
SERRES, 

02929 
SERROU.  1 

06929* 
SERVO.  C 

06168* 
SESTOFT. 

07907* 
SETBON. 

08600 
SETCHELL 

03782 
SETH.  ON 

08064* 
SETHBHAKDI.  S 

01323 
SETHI,  G 

04282 
SETKA.  J 

05981    10173 
SETLACEC.  D 

07596 
SETLACEK.  O 

03477 
SETTE,  P 

03872 
SEUBERT.  W 

01127 
SEUBERTH.  K 

07749 
SEVEL.  D 

06051*  10541 
SEVER.  JL 

07057 
SEVERN.  CB 

02712* 
SEVIERl.  G 

04783 
SEWCZ.  C 

06246 
SEWCZ.  HG 

06246 

SEWELL 

05024 

SEWELL 

01790 

SEWELL 

04035 

SEWING 

01040 

SEWING 

01189 

SEYFRIEDOWA 

02534 
SEYLE.  H 

03603* 
SEYMOUR.  C 

03832* 
SFARCICH.  F 
044  85 


JB  JR« 

MMH 

RL 

10455 

KF 

03708*  04603* 

KFZ 


SFERCO.  A 

08886* 
SGAVIRDEA.  C 

08977 
SGOUTAS.  DS 

09143 
SHAALAN.  AK 

08966 
SHAALAN.  M 

00900 
SHABELIANSK.  VB 

03966 
SHACKED.  IJ 

10734* 
SHACKLEFORD.  JM 

00911 
SHACKMAN.  R 

07920* 
SHAFFNER.  L 

06934 
SHAFRANSKII.  LL 

08396 
SHAFTAN.  GW 

08973 
SHAGRIN.  JW 

06742* 

SHAH.  G 

09984* 

SHAH.  GT 

05409* 
SHAH.  HC 

01089* 
SHAH,  PT 

00708* 
SHAHANI,  RT 

02591 
SHAIKHIEV,  US 

01316 
SHAIN,  AA 

10369 
SHAKER,  A 

02498 
SHAKER,  M 

01375 
SHAKHGILOIAN,  IV 

04361 
SHALABASCV,  BA 

02183 
SHALIKOV,   IL 

09193 
SHALIMOV,  AA 

03029   06586   08343 
SHALKOV,  IL 

06547 
SHALLENBERGER,  PL 

06028   10507 
SHAMMAA,  MH 

09273 
SHANAZAROV,  KS 

05693 
SHANBOUR,  LB 

09186* 
SHANBOUR.  LL 

02795*  10344* 
S HANDLING,  6 

02188* 

SHAN I,  M 

01495*  01496*  02449*  04414* 

09800* 

SHANK,  RC 

09719 
SHANLEY.  eC 

07869 
SHANMUGARATNAM,  K 

01486* 
SHANNON.  IL 

00124 
SHANSER,  J 

05712 
SHANTAKUMARI,  S 

10415* 
SHAPER.  RB 

05724* 
SHAPIRA,  E 

02075   05156* 
SHAPIRO,  R 

05621* 
SHAPIRO,  SE 

02531    09571 
SHAPIRO,  SH 

00906* 
SHAPKIN,  VS 
06997   0  9859 


itai 


SHAPKINA.  AP 

08784 
SHAPOSHNIKOV.  ID 

0  557  1 
SHARAFISLAMCV.  FSH 

02424 
SHARBAUGH,  RJ 

0  8013* 
SHARE.  M 

05026 
SHARETSKII,  AN 

04676* 
SHARP.  B 

07809 
SHARP.  M 

06840* 
SHARI ATZEDEH.  AN 

03646* 
SHARMA.  AK 

00231* 
SHARMA.  MP 

00467 
SHARMA.  OP 

09884 
SHARMA.  TO 

09884 
SHARMA.  U 

00826* 
SHARON.  IN 

03673* 
SHAROV.  BK 

10790 
SHAROV.  VG 

09317 
SHARP.  E 

09465 
SHARP.  EA 

03868* 
SHARP.  GWG 

00060*  07188 
SHARP.  HL 

04258*  CS333*  07970 
SHARPSTONE.  F 

04305 
SHARRATT.  M 

02407   06924 
SHARTSIS.  J 

00708* 
SHATROV.  1 

08558 
SHATROV.   II 

05248 
SHATTON.  JB 

0826S 
SHAVER.  C 

0  1834* 
SH  AW  .  A 

04965 
SHAW.  GP 

07394 

SHAW.  J 

10038* 

SHAW.  MT 

00751 
SHCHEZHIN.  VA 

07467 
SHEA.  LT 

02993* 
SHEA .  N 

05000 
SHEAHAN.  06 

09298* 
SHEARMAN.  DJC 

06369* 
SHEARMAN.  R 

00659* 
SHEBA.  C 

0  1495*  01496*  02449* 
SHEEHAN.  MB 

06348* 
SHEER  IN.  H 

09033 
SHEER  IN.  HE 

09932* 
SHEIL.  AGR 

0  377  6 
SHEKHTER.  lA 

06549   06727 
SHELDON.  GF 

05864* 
SHEMBERG.  KM 

01349* 
SHEMITOV.  BF 
02240 


SHEPARD,  D 

SHINGAKI.  M 

02286* 

09609 

SHEPHERD.  JA 

SHINGLETON.  WW 

03206* 

04844* 

SHEPOTINOVSK I. 

VI 

SHINIEL.  lA 

10605 

02978 

SHER.  MH 

SHINITZKV.  M 

0  0759 

07288* 

SHERLOCK.  P 

SHINKEVICH.  MV 

02434*  0591  1* 

09292*  10S65* 

00299 

SHERLOCK.  S 

SHINOZAKI.   T 

00657*  C0704 

00740*  00742 

02127 

01201*  01527 

02440*  03342* 

SHINOZUKA.  H 

05225*  05256* 

06060*  06193* 

03406*  05213* 

069Se*  06987 

07891*  07S53* 

SHI  NY A.  H 

08792    I  0576* 

10704 

05644*  10281* 

SHERMAN.  A 

SHIODA.  R 

10078* 

lOOSO* 

SHERMAN.  LP 

SHIOYA,  A 

05952* 

07408   07409 

SHERR.  HP 

SHIPLEY.  L 

05637* 

07025 

SHERRATT.  HSA 

SHIRAHATA.  K 

01  165 

06386 

SHERWOOD.  WC 

SHIRAKABE.   H 

06613* 

08452   09367 

SHEVILLE.  E 

SHIRAKI.  K 

00825* 

01180 

SHIBATA.  H 

SHIRALI.  S 

01060   01061 

01946   02811 

08283 

SHIBATA.  HR 

SHI  RASH  I.  T 

02680   05150* 

08439 

SHIBATA.  K 

SHIRATORI.  T 

05673 

01885   05767*  06386 

SHIBATA.  S 

SHIRE.  JGM 

01215   06561 

10029* 

SHIEBER.  W 

SHIRES.  GT 

08742*  095*3 

02410* 

SHIELDS.  LH 

SHIRES.  TK 

07044 

1)9132* 

SHIELDS.  MA 

SHIRLEY.  JH 

04020*  07650* 

06776 

SHIELDS.  R 

SHIROKOVA.  KI 

00113   01465 

06610* 

00105 

SHIELDS.  RP 

SHISHIDO.  R 

07824* 

03239 

SHIGEMATSU.  S 

SHISHOVA.  EK 

08371 

06784 

SHIN.  V 

SHITARA.  K 

08939* 

03723 

SHIH.  VE 

SHIU.  MH 

10401  * 

01484*  01975*  08077* 

SHIKADA.  C 

SHIVA.  PH 

02661 

06855 

SHIKATA.  T 

SHIVERDECKER.  P 

03340*  07962 

09966* 

SHILKIN.  KB 

SHKHLIANNl.   IK 

10575* 

10234 

SHILO.  R 

SHLOPOV.  VG 

04176 

03927 

SHIM.  WKT 

SHMAKOV.  VN 

08401 

02634 

SHIMABUKURO.  Y 

SHMERLING.  OH 

03594 

00261*  00263*  00628* 

SHIMADA.  K 

SHNIGER.  NU 

00S37 

01452   02130   04075 

SHIMAMOTO.  E 

SHNIRELMAN.  AU 

00806 

03962 

SHIMAZU.  I 

SHOBERG.  M 

03728 

03460* 

SHIMKIN.  PM 

SHOCHAT.  SJ 

09223   10334* 

04782 

SHIMMINS.  J 

SHOCHET.  SB 

03S47* 

02327* 

SHI  MOJO.  T 

SHOCKET.  E 

07414 

00801 

SHIMOYAMA.  M 

SHODEN.  A 

04267* 

05591 

SHIN.  CS 

SHOEB.  SM 

04918* 

05711 

SHIN.  E 

SHOEMAKER.  CP  JR. 

01389 

03520 

SHIN.  SI 

SHOEMAKER.  RL 

03467 

01027*  07281* 

SHINCZUKA.  H 

SHOGIMEN.  T 

06150 

02080* 

SHINDE.  VP 

SHOHET,  SB 

08229* 

07488* 

SHINDIAIKIN.  AP 

SHOJANIA.  AM 

07812 

00049* 

SHINDO.  K 

SHOLZ.  KF 

03238   04125* 

09514* 

07381 

SHINER.  H 

SHCRA.  W 

01456*  07719 

04416* 

SHQRB.  PE  JR. 

04147 
SHORE.  E 

02324 
SHORE.  JM 

03492*  06379*  10145 
SHOHEY.  J 

05221* 
SHORT.  CR 

0341  1 
SHORT.  WF 

03534 
SHQRTdH.  RG 

00621    06918* 
SHOWALTER.  JP 

05466* 
SHRADER.  RE 

08621* 
SHRAGO.  E 

05585 
SHROPSHEAR.  G 

01442 
SHRQTER.  G 

0<i432* 
SHTITSKO.  EY 

0361  1 
SHUBA.  LI 

02633 
SHUBA.  MF 

00246   00995 
SHUBLADZE.  AK 

02542 
SHUFPETT.  WL 

01513 
SHUKLA.  PK 

10751  , 

SHULIAK.  LP 

0690  0 
SHULMAN.  H 

01212   0  1423 
SHULMAN.  NR 

00730* 
SHULMAN.  ST 

04264* 
SHULMAN.  VS 

03487 
SHULTZ.  KT 

06615* 
SHULUTKO.  81 

10722 
SHUMAKOV.  VI 

08798 
SHUN  MQK.  Y 

08873 
SHUSTER.  LA 

06657   09353 
SHUSTER.  S 

08617* 
SHUVAIEVA.  VI 

04449 
SHVIL.  Y 

05156* 
SHWACHMAN.  H 

06754 
SIAFARIKAS.  C 

06047 
SI8ILLY.  A 

03336 
SICHEVA.  AN 

10646 
SICOT.  C 

05202   05227*  06114   06520 

0794  6 
SICULAR.  A 

08584 
SIOA.  S 

06281 
SIOOIOI.  N 

04080* 
SIDEL.  JS 

10690* 
SIOQROV.  JJ 

07552   09481* 
SIDQROVA.  VP 

02839* 
SIORANSKY.  H 

07368   08262   10054* 
SIE.  HG 

07387 
SIEBER.  WK 

04017* 
SIEBERT.  G 

06333 
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SIEOE.  W 

08916 
SIEGEL.  M 

06379* 
SIEGELMAN,  SS 

05955* 
SIEGENTHALER.  W 

07615* 
SIEGLER,  J 

08326 
SIEKEVITZt  P 

07234 
SIELAFF,  HJ 

00290   02122 
SIERRA  RUIZ.  E 

00814 
SIES.  H 

01978 
SieVERS.  S 

06669 
SIFERS.  EC 

00385 
SIFFERT.  G  JR. 

00499   00534   04991 
SIGDESTAD.  CP 

04024*  04673* 
SI  GEL.  B 

01609* 
SIGNORINO.  CE 

0  1434 
SI  GST  AD.  H 

00256*     00767*    07141 
SIKA.     JV 

02408* 
SIKKENK.     PJH 

04268* 
SIKO.     G 

05240 
SILBERMAN.  A 

05026 
SILEN.  W 
00139*  00433*  05434*  07699* 
08387* 
SILINGARDI.  V 

04283 
SILIO.  F 

09189* 
SILK.  D 

02125 
SILK.  MH 

04497* 
SILLER.  V 

00006* 
SILTZBACH.  LE 

05639* 
SILVA  CUEVAS.  A 

00378 
SILVA  DORIA.  MOM 

01282 
SILVA  DORIA.  OR 

01282 
SILVA  POZO.  J 

00650 
SILVA.  DG 

00094* 
SILVA.  VJ 

05858 
SILVER.  MD 

00695* 
SILVERBERG.  PW 

0  4915* 
SILVERBERG.  SG 
03233   08479* 
SILVERMAN,  A 

02439*  06379* 
SILVERMAN.  D 

00528   06526* 
SILVERMAN.  DA 

01S06 
SILVESTRE.  MTG 

01132   01133 
SILVIS.  SE 

06612*  08162*  09294* 
SI  MA,  V 

08596 
SIMEK.  J 

00210   00212   05358   07415 
SIMI  ,  M 

02826   04690*  07890 
SIMIC,  P 

06297 
SIMILA.  S 
06960* 


SIMMCNDS.  WJ 

00957*  02747*  07255*  08117* 
SIMMONS.  F 

02564*  10672* 
SIMMONS.  JB 

10063* 
SIMMONS.  RL 

04649* 
SIMOES.  JB 

09311 
SIMON-WEIDNER.  R 

00338 
SIMON.  AH 

00709* 
SIMON.  E 

06517* 
SIMON.  FR 

03407*  10571* 
SIMON.  G 

04256 
SIMON.  GC 

08373 
SIMON.  GT 

04536*  05438* 
SIMON.  J 

01600*  06338   06650 
SIMON.  JB 

03426*  09759 
SIMON.  JM 

10445 
SIMON.  K 

09705 
SIMON.  L 

09374    10223   10848 
SIMON.  M 

05561    09663   09682 
SIMONE.  JV 

01706 
SIMONETTI,  V 

09443 
SIMONOV.  VV 

06205 
SIMCNOVIC,  I 

08130* 
SIMONS,  BE 

01630 
SIMONS.  JA 

06444* 
SIMONS.  MJ 

09754 
SIMONTON,  JH 

06700* 
SIMONY  I.  I 

09447 
SIMCPOULOS.  AP 

08727* 
SIMOV.  M 

05367 
SIMPELO.  RV 

01868* 
SIMPKINS.  KC 

09520* 
SIMPSON.  CF 

01797 
SIMPSON,  JA 

09854 
SIKPSON,  JR 

03462* 
SIMPSON.  JS 

05760 
SIMS,  WG 

06793 
SIMSON,  P 

09032 
SINCLAIR,  AJ 

01998 
SINCLAIR,  DG 

07248* 
SINCLAIR.  DJ 

06913 
SINDHVANANDA.  K 

09653* 
SINDONI.  G 

06014 
SINGER.  O 

09321 
SINGER.  HC 

10499* 
SINGER.  S 

03761* 
SINGERMAN.  RB 

09952* 
SINGH.  A 
00980*  04749 


SINGH.  EJ 

Oil  53 
SINGH.  I 

00902*  00980* 
SINGH.  JM 

03747* 
SINGH.  M 

06194* 
SINGH.  MM 

07681 
SINGH.  S 

05878 
SINGH.  SAK 

02190* 
SINGH.  TJ 

09044 
SINGLETON.  EB 

06628 
SINGLETON.  JW 

07072 
SIN6LEV1CH.  TE 

09107* 
SINHA.  BN 

08107 
SINHA.  KN 

00196* 
SINKEVICH,  VP 
06593   08540 
SINKO,  O 

02170 
SINKOVA,  IG 

00974 
SINNIAH.  D 

00220   00669 
SINOVETS.  AS 

05131 
SIONUMA,  S 

09609 
SIPAROV.  IN 

06392   06477 
SIPES.  G 

04329* 
S I  PL  ET .  H 

10072* 
SIPOS.  T 

08548 
SIRCUS.  W 

00613*  03132*  04124*  07658* 
SIRIGU.  F 

0709?* 
SIROTZKY  DE  FAVELUKES.  S 

08257 
SIRTORI.  C 

02224 
SISSON,  P 

02856* 
SISSON,  RG 

05958* 
SIT.  KH 

07216 
SITDIKOVA,  VV 

01008 
SITENKO,  VM 

00472   10303 
SITGES  CREUS.  A 

08429 
SITGES,  A 

02371 
SITKOVSKI,  NB 

03592 
SITKOVSKII,  NB 

06783   06901 
SITNIK,  AP 

07574   08345 
SITPRIJA,  V 

04314 
SIURALA.  M 
05617   05763*  07706*  08518 
09926*  10259 
SIVACKI.  J 

06312* 
SIVAKUMAR,   B 

09157 
SIVULA,  A 

03349*  06090   10069* 
SIZARFT.  P 

02462 
SIZIKOV.  A I 

05S93 
SJODAHL,  R 

08586 
SJOLUNO,  B 
04509* 


SJOSTROM.  H 

08284*  09175* 
SJOVALL.  J 

01655*  03488* 
SJOVALL.  K 

01655* 
SKAOHAUGE  .  E 

04551    06365 
SKALA,   I 

03193   04086 
SKALA.  J 

08456   08920   09177 
SKANDALAKIS.  JE 

06793   10490 
SKA ND SEN.  S 

03856 
SKAROOUTSOU.  A 

08017* 
SKAUNIC.  V 

02486 
SKEIE.  E 

02484 
SKERIK,  P 

05737 
SKERRETT,  PV 

10555* 
SKHlLADZe.  AA 

08149 
SKILLMAN.  JJ 

00433*  05434* 
SKINHOJ,  P 

02516*  04366   10681* 
SKINNER,  DB 

00365*  00383 
SKINNER.  JM 

06914* 
SKJOLDBORG.  H 
01626*  02233 
SKOBEI,  EV 

10397 
SKOBELKIN.  OK 

06419 
SKODACEK,  G 

09255 
SKOLYSZEWSKI .  J 

05746 
SKONE,  JF 

05231 
SKORYNA.  SC 

00012*  00042*  10131 
SKOV.  PE 

09634* 
SKOVRONSKY.  J 

07027 
SKRDLANT.  HB 

064  75 
SKREB.  N 

05630 
SKREDE,  S 

02330* 
SKRIFVARS.  B 

01684* 
SKRIPKINA.  VM 

02549 
SKROMAK.  E 

00708*  09910* 
SKWARSKA,  H 

0157  8* 
SLABOCHOVA.  Z 

02880 
SLADEK,  NE 

02887 
SLAOEN.  GE 

00276*  03632* 
SLANETZ.  CA  JR. 

10437* 
SLAPAK.  M 

00207*  08250* 
SLATER.  RB 

03148* 
SLATER.  TF 

06500   06501   06502   07326* 
SLAVIN,  RE 

01668* 
SLAYDEN,  RM 

10037* 
SLEGERS,  JFG 

04537* 
SLEIGHT.  OR 

lOSOl* 
SLEISENGER.  MH 

09173* 
SLENCZKA.  m 
07061 
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SLIM.  MS 

SMITH.  ER 

SNYDER.  SH 

SOLMSEN.  K 

00369 

09879 

10335* 

03508 

SLIWA,  F 

SMITH.  FR 

SNYDER.  W 

SOLOMON.  GF 

06820   09856 

02512*  10641 

09095 

02220* 

SLOVER.  WP 

SMITH.  GM 

SOBAKIN.  MA 

SOLOMON.  TE 

06542 

01033*  02801 

08149 

03710* 

SLOVIS.  TL 

SMITH.  GP 

SOBEL.  JD 

SOLOP.   IK 

02439* 

01022*  10119* 

0S108 

10483 

SLOWIKOWSKl  .  J 

SMITH.  GR 

SOBESKY.  G 

SOLOVKO.  AI 

03019 

08598 

00875 

05996 

SLUITER.  JTF 

SMITH.  GW 

SOBRA.  J 

SOLOWAV.  RD 

02952 

02105* 

03304* 

06974*  07137 

SMAOJA.  M 

SMITH.  I 

SOCHA.  J 

SOLT.   I 

09840*  10834 

07382 

07718 

01512 

SMAKOV.  GM 

SMITH.  JL 

SOCHOCKY.  S 

SOLT.  K 

00105   0296S* 

03827* 

0S218 

07076 

SMALL.  DM 

SMITH.  JV 

SODHI.  HS 

SOLTER.  O 

0  1136   03793*  04412*  06064*     02348* 

03643* 

08825* 

06452*  06454*  08219* 

SMITH,  JW 

SODO.  L 

SOLTYS,  A 

SMALL.  E 

06753   07450* 

10373 

03035 

03315 

SMITH,  LA 

SOEBEPG.  B 

SOMAVAJI.  BN 

SMALL.  RC 

05836 

07621* 

00442* 

05480 

SMITH.  M 

SOEHRING.  K 

SOMBOONVIT,  V 

SMALL.  WP 

03862 

02037 

09468 

03132* 

SMITH.  MA 

SOERGEL.  KH 

SOMIN.  VI 

SMALLWOOD.  RA 

05418 

01863*  04953 

10646 

02440*  04648* 

SMITH.  ME 

SOGA.  J 

SOMLO  SZUCS.  Z 

SMATHERS.  HM 

00054*  00951* 

05933 

00213 

03667* 

SMITH.  MGM 

SOHMA,  S 

SOMMARIVA.  V 

SMEOS.  S 

03831*  07838* 

02957   10462 

06655 

00707* 

SMITH.  MJH 

SOIFER.  FK 

SOMMER.  P 

SMELLIE.  WAB 

03746* 

05758 

06439* 

10825 

SMITH,  MW 

SOIMARU,  L 

SOMMER.  W 

SMELSKI.  VV 

04552   06363   07455 

03577 

03364 

04030 

SMITH.  NJ 

SOKHIN.   AA 

SOMMERS.  SC 

SMETS.  P 

02650 

07923 

00749 

06415* 

SMITH.  R" 

SOKOL.  BG 

SOMMERSCMILD.  H 

SMIECH-BRUDNIK.  B 

01471*  04255 

04867   04873 

04269* 

03473 

SMITH,  RA 

SOKOLEWICZ.  E 

SOMMERSCHILD,  HC 

SMIGLA.  K 

00842 

03431 

06769 

07675   09429*  09677 

SMITH,  RB 

SOKOLINSKAI A.  BA 

SOMOGYI,  A 

SMILEY.  TB 

07245*  10078*  10328 

04849* 

03409* 

02189* 

SMITH.  RJ 

SOKOLOFF.  L 

SOMOGYVABI,  K 

SMIRNOV.  BV 

02781* 

01982 

09876 

067  1  1 

SMITH.  RL 

SOKOLOV.  LK 

SONDE J.  J 

SMIRNOV,  EA 

05583 

06S63 

05041 

08570 

SMITH.  RS 

SOKOLOV.  VI 

SQNDtRKAMP,  H 

SMIRNOV,  EV 

04798 

08737   09630 

09428* 

10792 

SMITH.  S 

SOKOLOVA.  TF 

SONEZ,  H 

SMIRNOV,  KV 

09329 

09707 

08381 

09026* 

SMITH.  T 

SOLAN,  MJ 

SONG,  CS 

SMIRNOV,  NM 

07841* 

08006 

07340* 

10141 

SMITH.  TJ 

SOLANKE.  TF 

SONKOOI,  S 

SMIRNOVA.  NK 

03338* 

03128* 

08764* 

04849* 

SMITH.  TW 

SOLAR  I.  D 

SONNECK.  JM 

SMIRNOVA,  NS 

04978* 

08864* 

02462 

02091 

SMITH.  VM 

SOLARSKI.  W 

SONNELAND.  J 

SMIRNOVA,  NV 

09295* 

05079 

03980 

03940 

SMITHWICK.  EM 

SOLASSOL.  C 

SONNEMAKEB.  RE 

SMITH,  A 

07051* 

06929* 

06533* 

03252 

SMITHWICK.  RH 

SOLBEBG.  CO 

SONNEVELOT.  AW 

SMITH,  AD  JR. 

00469 

10217 

10471 

■  04231    08023 

SMITHWICK.  W 

SOLBERG.  LA  JR. 

SONNICHSEN.  N 

SMITH,  AE 

00351 

02796* 

10410* 

07235 

SMOAK.  WM 

SOLBERG.  LI 

SONZINI  BRANDAN.  CP 

SMITH.  AG 

03862 

04210*  04211*  04212* 

01631 

10725* 

SM0CZYNSKA-ZENC2AK0WA.  K 

SDLC,  P 

SOPER.  RT 

SMITH.  AH 

03435 

03535 

03223*  10440* 

02397*  06541* 

SMULDERS,  AP 

SOLCIA,  E 

SUPKANA.  M 

SMITH.  AN 

00046*  07339* 

04504*  04505*  04508* 

03599 

04107*  05048   05967   10484     SMULEWICZ,  JJ 

SOLDANI .  G 

SOPRANZI.  N 

SMITH.  BH 

07S40* 

00097*  04586 

01925   07289* 

06952* 

SMY.  JR 

SOLER  09RAD0RS.  M 

SOHDELLI  DAUFFENUACK. 

JC 

SMITH.  BM 

09074* 

09792 

03841 

05434* 

SMYTH.  OH 

SOLER  ROIG.  J 

SOREK.  M 

SMITH.  C 

00052*  Cie41*  07260   08131 

08468 

01729 

08793   08902 

SMYTHE.  A 

SOLER.  FJ 

SORtNSEN,  HR 

SMITH,  CL 

00985* 

09808* 

04570* 

08127* 

SNARY.  0 

SOLERE.  M 

SQRGER.  K 

SM  I TH  .  D 

08168*  09982* 

03201    05753 

03210* 

02382    10717* 

SNEGCVAIA.  AA 

SOLETO  SAEZ.  E 

SORIANO.  H 

SMITH.  DA 

05672 

00676 

04  099 

03547* 

SNELL.  K 

SOLHEIM.  K 

SORIANO.  M 

SMITH.  DH 

07385 

04072 

04313 

06293   10588* 

SNESHKO.  LI 

SOLIMANO.  G 

SOROKA.  VR 

SMITH,  OL 

02456 

0  4613 

00816 

0  1434 

SNQDGRASS.  PJ 

SOLIMANO.  GC 

SQROKIN,  SS 

SMITH.  EB 

10066*  10067* 

04098 

01324 

05846 

SNOOK,   JT 

SOLIS  HERRUZO.  JA 

SOROUSH.  A 

SMITH.  ED 

07301*  07302*  09095 

08074   10749 

10S5S* 

0890  3 

SNOPKOVA,  J 

SOLJAN.  N 

SORRELL,  MF 

SMITH.  EH 

04660 

00168   06734 

05461    06961* 

09242* 

SNOW,  H 

SOLK.  VP 

SORRELS.  MF 

03455* 

07122 

01  163 

lUUlt 


SORRENTINO.     F 

00342 
SORVARI.     TE 

00016* 
SOSA.     FR 

00708*     09910* 
SOSINA.     8M 

00529        06797 
SOSOVEC.     V 

0431  1 
SOTANIEMI.     E 

07892* 
SO THY.     SP 

10064* 
SOTNICHENKO.  BA 

09859 
SOTNIKOV.  VN 

09360 
SOTTO.  JJ 

07011 
SOTYSIAK,  A 

09288* 
SOUADJIAN,  JV 

07884 
SOUCHARD.  M 

05529* 
SOUDEK.  K 

09417 
SOUDET.  P 

01800 
SOUIDAN.  MZA 

03727 
SOULE.  EH 

00672 
SOULEN.  RL 

029SE 
SOULIE.  J 

07178 
SOULLARD.  J 

05008*  0501S*  06908 
SOUTH.  MA 

08556 
SOUTHGATE.  J 

09500 
SOUZA.  FCA 

07026 
SOVAK.  M 

02955 
SOVENY,     C 
01909*     02222*    04606*    06413* 
08481* 
SOMA.     J 

01250        04357 
SOYER.     T 

10591* 
SOZl.     TA 

01719 
SPACKMAN,  TJ 

06263*  06833* 
SPAOA.  S 

00119 
SPAHN.  U 

09764 
SPALLEK.  H 

05901 
SPALLONE.  G 

0  3018 
SPANORIO.  L 

03475   03476 
SPANGEN.  L 

10760* 
SPANO.  C 

07944 
SPANO.  J 

10710 
SPANOS.  P 

02104* 
SPARBERG.  M 

06525* 
SPARCHEZ.  T 

05795 
SPARGO.  BH 

09659 
SPARKS.  R 

07825* 
SPARKS.  RD 

07521 
SPARSHOTT.  SM 

07897*. 
SPARTERA.  C 

07890 
SPASIUK.  MI 
10357 


SPATH.  P 

01413 
SP  A  Y  .  G 

07799 
SPEAR,  GS 

OS0S2   C6785 
SPECHT.  G 

00409 
SPECK,  P 

09650* 
SPECTEROW,  J 

02280   04005 
SPECTOR,  CH 

00408   03307 
SPEEG,  V  JR. 

01954* 
SPEER,  CS 

05985 
SPEIRS,  RL 

02782* 
SPELLBERG,  MA 

05223*  07829* 
SPELLMAN,  FA 

06684* 
SPELSBERG.  F 

03886 
SPENCE,  IM 

04497* 
SPENCE,  L 

03424* 
SPENCER  J 

10273* 
SPENCER-PEET.  J 

03341* 
SPENCER,  ES 

03458* 
SPENCER.  J 

01276   06407*  06408*  08  165* 
SPENCER.  JR 

02386 
SPENCER.  RJ 

00621   06918* 
SPENCER.  RP 

00929   09185* 
SPENCER,  T 

06492 
SPERANSKI.  NP 

10831 
SPERANSKII.  NP 

05084 
SPERANZA.  ML 

07423 
SPERANZA.  V 

09974*  09975* 
SPESIVTSEVA.  VG 

08770 
SPEZIA,  CA 

00142* 
SPILLNER.  G 

05774* 
SP I NELL I.  M 

06767 
SPINGOLA.  LJ 

05530* 
SPIRCHEZ.  T 

00623 
SPIRO,  HM 
00981*  01679*  02423   02604* 
02701*  03666*  05608*  08954 
09854   10503* 
SPITZ,  L 

05905 
SPITZER,  RM 

01695 
SPIVAK,  L 

08719 
SPIVAK,  VP 

10302 
SPJUT.  HJ 

04159 
SPLITTER.  SD 

10050* 
SPLOUCHAL.  J 

08751 
SPORRONG.  B 

04594 
SPOSITO.  M 

09878 
SPRANGER.  J 

02428*  05207   06140 
SPRATT.  JL 

02025 
SPRATT.  JS  JR. 
01416*  05009*  0S037   05071 


SPRAY.  GF 

01020*  03698* 
SPRAYREGEN.  S 

06875 
SPRECHLER.  M 

05950* 
SPRIGGS.  TLB 

00252 
SPRINZ,  GH 

00850 
SPRINZ,  H 

03809 
SPRUYT,  JEL 

07369 
SPYCHER,  MA 

01827   06995 
SOUERZANTI,  R 

05702 
SRAER,  JC 

09433* 
SREEBNY,  LM 

07031 
SREENIVASAMURTHY.  V 

04389* 
SRINIVASAN,  O 

08786 
SRINIVASAN,  K 

09542 
SRINIVASAN,  M 

02033 
SRINIVASAN,  PR 

08786 
SRINIVASAN,  S 

06433* 
SRIRATANA8AN,  A 

05937   10399* 
SBIVASTAVA,  BN 

02659 
SRIVASTAVA,  YC 

08310 
SRIVIVASAN.  S 

07327* 
SROUJI.  MN 

061  06 
ST  PIERRE.  T 

09984* 
ST.  JOHN.  OJB 

02222* 
ST  A  ALAND.  H 

08124* 
STACKER.  G 

05494* 
STADAAS.  J 

01332*  01333* 
STADAAS.  JO 

05479 
STADALNIK,  RC 

07173 
STADELMANN,  O 
00150*  00281   00292 
07615*  08193   08312 
STADIE,  H 

00150* 
STADIL.  F 

08975   08976 
STADNICOV,  O 

09327 
STADNITSKII,      IP 

102  37 
STAEHELIN,    LA 

03602* 
STAEHELIN,  T 

0  2014 
STAFFEN,     A 

03975 
STAFIOOV,  N 

03904* 
STAGG,  BH 

03762*  08230*  09847* 
STAHL,  J 

03486   10701 
STAHL,  WM 

05773*  10755 
STAHLHEBER,  HP 

04621* 
STAIB,  W 

01099   02042 
STAJNEL.  S 

02982 
ST ALDER.  GA 

02937   03245 
STALEY,  TE 
00594   00S9S 


00298 
102  35 


06154 


04773* 


STALHANDSKE,  T 

00219 
STALMANS,  W 

05577 
STALPORT,  J 

06771   09799* 
STAMPFLER.  G 

04986 
STANCESCU.  M 

01501 
STANCIU,  G 

08004   08377 
STANCU.  AV 

01475 
STANCU.  S 

09327 
STANEK,  D 

1Q286 
STANEK.  S 

10286 
STANESCU.  J 

05304 
STANESCU,  L 

07858   08366 
STANIEWSKI ,  H 

02974 
STANILAND,  JR 

10832 
STANLEY  BROWN,  EG 

09530 
STANLEY,  C 

08288 
STANLEY.  N 

07956* 
STANLEY.  P 

08722* 
STANTEN.  A 

05945* 
STANTSO.  EV 

09593 
STARACE,  E 

05620   08093 
STARK,  RO 

00245   00250 
STARKA,  L 

08276 
STARKLOFF,  6B 

02261*  04237* 
STAROSTIN,  VI 

00029 
STARTSEV,  IV 

03965 
STARZL.  TE 
02432*  02443*  04270*  05654* 
08761*  09641*  10694* 
STASIEKICZ.  J 

02814 
STASSA.  G 

0121  1 
STASTNY.     P 

05221* 
STASZEWSKI.     J 

10229 
STATE.     D 

02543   07479*  09751 
STATE.   I 

03904* 
STATE,  IN 

00623 
STATHAKOS,  P 

00794 
STAUDACHER.  M 

08044 
STAUDINGER.  H 

07395 
STAUFFACHER.  Ill 

05554* 
STEARNS.  F 

07345* 
STEARNS.  MW  JR. 

00585   04158   09553 
STECKEL.  RJ 

07515 
STECKENMESSER.  R 

01704   02147   08563 
STEDEFORO.  R 

00447* 
STEDEFORO.  RO 

00445* 
STEENBECK.  L 

09318 
STEFANINI.  M 
00S17 


lltl»5 


STEFANINIt     P 

03527 
STEFANOV.     V 

00345 
STEFANYK.     H 

05300 
STEFENELLI,     N 

091  A4 
STEGGERDA,    FR 

09205* 
STEICHEN.     FM 

07195 
STEIGER.     E 

04411*     06010 
STEIGER.     Z 

0S824* 
STEIGMANN.    F 

01506        06129       06526*     09665 
STEIN»    D 

00891*     06007 
STEIN,     GN 

04725* 
STEIN.     J  A 

01492* 
STEIN.     JJ 

04151 
STEIN.     N 

05435* 
STEIN.     O 

06445* 
STEIN.     TP 

0  2917* 
STEIN,     U 

03410   04650*  05589 
STEIN.  WH 

01944 
STEIN.  Y 

06445*  10092 
STEINACHER.  C 

10206 
STEINBERG.  D 

10691* 
STEINER.  A 

06491 
STEINER.  JE 

00127 
STEINER.  N 

0  1156* 
STEINESS.  I 

04366 
STEINHEBER.  FU 

06026 
STEINHQFF.  NG 

0  5301 
STEININGER,  E 

09927* 
STEINITZ.  H 

0624S 
STEINMAN.  A 

09638* 
STEINSCHNEIOER.  R 

08832 
STEJSKAL.  R 

06927* 
STEJSKALOVA,  A 

02362 
STEKEL,  A 

02650 
STEKKER.  K 

00067* 
STELLAMOR.  K 

01878 
STELLER,  F 

02206 
STELMASIAK.  M 

05402*  09000* 
STELZNER.  F 

08333*  09247 
STEMBROWICZ,  K 

03578 
STEMMER.  EA 

06736* 
STEMPER.  G 

05090 
STEMPIEN.  SJ 

06207   06679   06681*  06700* 

07543*  09296*  10272* 
STENGER,  RJ 

02491* 
STENING.  F 

01471*  01916* 
STENING.  GF 

00444*  06407* 


STENWIG.  AE 

04347* 
STEPANAS.  AV 

05976 
STEPANOV.  EA 

05752 
STEPENKQ.  AS 

02965* 
STEPENKO.  ASS 

05472 
STEPHAN,  G 

01247 
STEPHEN,  KW 

07470   08157 
STEPHENS,  CA 

02188*  04207*  05906 
STEPHENS.  DH 

04163 
STEPHENS,  FO 

04913* 
STEPHENS.  HB 

04757 
STEPHENSON.  DV 

02048* 
STEPHENSCN.  HE  JR. 

00846   05137 
STEPIEN.  M 

03435 
STEPT.  LA 

06032* 
STERLIAGOV.  GA 

10233 
STERN.  L 

06464* 
STERN.  M 

02388 
STERNBERG.  A 

09522* 
STERNBERG,  SS 

02461 
STERNER.  G 

07918* 
STERNER.  « 

01858 
STERNLIEB,  I 

02432*  09776* 
STERNON.  J 

05195   08058 
STERPIN.  P 

04893 
STESCOBICH.  O 

04137 
STEVENS.  OP 

00721 
STEVENS.  GH 

03356 
STEVENS.  LE 

08183* 
STEVENSON.  JK 

00886   03228*  06031 
STEXART.  OA 

01993 
STEWART.  ET 

01231    07519 
STEWART.  HL 

04118* 
STEWART.  JS 

00548*  01398*  02684 
STEWART.  RD 

02504 
STIBENZ.  HJ 

09899 
STICH.  W 

05264*  06181   08214* 
STICKLER.  GB 

08721* 
ST  I EL.  JN 

00668 
STIELOW.  W 

09232 
STIFEL,  FB 

03797*  05618   06513* 
STILL.  WJ 

10582* 
STILL.  WJS 

03316 
STILLMAN.  A 

01721 
STIPON.  J J 

03889 
STIRLING,  GA 

10087 
STIRNEMANN,  H 

02867   03243 

06789   07S33 


03246 
07564 


STIRPE.  F 

06504 
STJERNVALL.  L 

02354* 
STOA.  KF 

03785 
STOCCHI.  F 

08726   10313 
STOCK.  C 

lOOll* 
STOCKDALE.  R 

02150 
STOCKEN,  L 

01820 
STOCKEN,  LA 

06333 
STOCKER,  E 

01092*  06487 
STOCKINGER,  L 

09144 
STOCKMANN,  F 

04521 
STOEBNER,  P 

1001  I* 
STOECKERT,  I 

09029* 
STOENESCU.  R 

10758* 
STOIAN,  M 

04755 
STOICA,  T 

03348*  07636   0932 
STOICESCU,  C 

01046   02273 
STOICULESCU,  P 

07685   08674 
STOJANOVSK I -BUB AN J, 

05263* 
STOJKOV.  N 

03960 
STOKER.  OJ 

00627* 
STOKES.  JF 

01355 
STOKES,  PE 

101 19* 
STOKKE.  O 

10158* 
STOKOSA.     E 

10059* 
STOLFA.     T 

08290* 
STOLL.     E 

00625* 
STOLLER,  JL 

05831* 
STOLTE.  M 

07615* 
STOLZE.  T 

08463   08464   084e 
STONE.  00 

00599   06038 
STONE.  HH 

0501 1* 
STONE.  J 

06096 
STOOL.  SE 

04768 
STOOPEN,  M 

02928 
STOPIK,  O 

09428* 
STOPPA 

07737 
STOPPA,  R 

00638 
STOPPANI,  AOM 

08257 
STORCK,  0 

01698 
STORCK,  G 

04241*  04242* 
STOREY,  BG 

04913* 
STORKE,  A 

10079 
STORM,  B 

00989* 
STORM,  FK 

04302 
STORNAIUOLO.  A 

10622 
STORRIE,  M 

09917* 


STOUGHTON,  JA 

07205* 
STOWARO,  PJ 

00016* 
STOWE,  OF 

06690*  06697*  07291* 
STOYANQV.  S 

07997 
STOYKQV,  S 

00493 
STRACK,  PR 

07479* 
STRADA,  L 

05430 
STRAFUSS,  AC 

10526 
STRALIN,  H 

00508* 
STRAMBACH,  S 

04351 
STRANO,  RD 

04  782 
STRANOE,  CS 

08289* 
STRANDVIK,  B 

02103*  03488*  06218* 
STRASBER.  SM 

04412* 
STRASBERG.  SM 

00695*  06452* 
STRASBERG.  Z 

09614* 
STRASSLE.  H 

09135* 
STRAT.  C 

01317   03920 
STRATI.  I 

03439 
STRATIEV.  V 

04028 
STHATULAT.  L 

10321 
STRAUS.  B 

04392* 
STRAUS.  E 

04392* 
STRAUS.  FN 

01678* 
STRAUSS.  HW 

02933 
STRAUSS.  JS 

08865* 
STRAUSS.  L 

04112* 
STRAUSS.  P 

06755 
STRAUSS.  H 

09566 
STRAUSZER.  T 

05720*  05811 
STREBEL.  HM 

02667 
STREBEL.  L 

09126* 
STRECKER.  CK 

00057*  00942*  01846* 
STRECKER,  HJ 

09161 
STREOA.  M 

06191* 
STREET.  OE 

00598 
STREET.  JC 

03413 
STREFFER.  C 

07334* 
STREICHMAN.  S 

01854 
STREIFF.  RR 

00952* 
STREITZIG,  P 

05565   07S87 
STREZOV.  S 

02590 
STRICK.  JJTWA 

07322* 
STRICKLAND.  GT 

01499* 
STRICKLANO.  GT  JR. 

05178 
STRICKLANO.  RG 

03046*  08390*  09301*  10258 
STRIK.  WO 

01632 


1446 


STRIMBEANU.  I 

09321 
STRING.  ST 

04126 
STROBER.  W 

00550* 
STRODE,  JE 

0  9411 
STROHL.  EL 

06209* 
STROHMAYER.  AJ 

1  01  19* 
STROHMEYER.  G 

00085   06539* 
STROLE.  ME 

04265* 
STRONG.  R 

06222* 
STROPNIK.  J 

09460 
STROVER.  F 

01052*  02827 
STROZ.  G 

06855 
STROZZl.  F 

05355 
STRUCHKOV.  VI 

04428   08309   08957 
STRUCK,  E 

07468 
STRUFALDI .  B 

02026 
STRUG.  LH 

02995* 
STRUM.  W 

05441* 
STRUM,  MB 

02423 
STRUNGARU,  A 

06478 
STRUSOV,  VA 

05322 
STRUTSGVSKAYA,  AL 

02529 
STRZELECKI,   I 

09453 
STRZESZYNSKI .  J 

05746 
STUART,  M 

03490*  06241   06691*  10338* 
STUBBINS.  JF 

03687   04569* 
STUBER.  JL 

09210* 
STUCHELL,  RN 

01  109 
STUCKER.  FJ 

08041 
STUDLAR,  M 

08820 
STUDZINSKI.  T 

01043 
STUNKARD.  A J 

06382 
STURGEON.  P 

05591 
STYPULKOWSKI  .  C 

07800 
SU.  CY 

00438* 
SUAREZ    SAVIO.    O 

09189* 
SUAREZ.     JRE 

03719        C3720       09070* 
SUAYA,     H 

05877 
SUBA,     AR 

07752 
SUBBUSWAMY.     SG 
00905*     02351* 
SOBERT,     R 

01530 

sue.     JM 

01941* 

SUCHY.     N 

00978 
SUOA,     Y 
01624* 
SUDOROGIN.     VE 

10355 
SUDRE.     Y 

03309 
SUEIRO  BENOITO.  A 
00676 


SUGA.  S 

04370 
SUGAI.  M 

02071 
SUGANO .  H 

03954   08445 
SUGANO.  M 

06476 
SUGAR.  L 

06029 
SUGAWA.  C 

02214*  06698*  09376*  10268* 
SUGAWARA.  I 

03925 
SUGAWARA.  K 

01917*  05486* 
SUGAWARA.  T 

07500 
SUGENOYA.  H 

03096 
SUGERMAN.  HJ 

04631* 
SUGIAMA.  T 

03576 
SUGIHARA.  R 

01523 
SUGIMOTO,  A 

00390* 
SUGIMURA,  T 

07487*  07614 
SUGISAWA,  T 

06394 
SUIFFET,  W 

06243 
SUIJKERBUIJK-VAN  BEEK.  A 

03794* 
SUKHAREV.  VF 

10141 
SUKHNANDAN.  R 

05725 
SUKHOOOLC.  VO 

03697 
SUKHUPRAGARN,  S 

04142 
SUKNASIAN.  OS 

03034 
SULIMA.  SI 

02473 
SULIN.  AW 

06358 
SULLIVAN.  AC 

03775 
SULLIVAN.  BH  JR. 

09685 
SULLIVAN,  HR 

07436 
SULLIVAN.  JF 

00978 
SULLIVAN,  M 

07981* 
SULLIVAN,  RJ 

02008 
SULLMAN,  SF 

05233   07935 
SULYCK.  e 

08354 
SUMANOVAC.  Z 

07516 
SUMBATOV.  LA 

09603 
SUMIOA.  C 

01156*  02328* 
SUMIYOSHI.  A 

07870 
SUMMERS.  RW 

00095*  00990* 
SUMMERSKILL.  WHJ 

03363   06925*  06974* 
SUN.  DCH 

06681* 
SUN.  SC 

03408*  07831* 
SUNOELL.  6 

03686 
SUNDERMAN.  FW  JR. 

04643* 
SUND6REN.  R 

07565 
SUNOMACHER.  R 

09731* 
SUNOUSHNIKOV.  VN 

08309 

SUNOY.  M 

01025* 


SUNG.  CP 

09984* 
SUNG.  OTW 

01369* 
SUNG.  M 

02010 
SUPIOT.  A 

09649* 
SUPRUNETS.  LS 

03966 
SUR.  BK 
08064* 
SURAPATHANA.  L 

04480 
SURINOV.  BP 

04676* 
SURMANN.  T 

00294 
SURRENTI.  C 

01742 
SURUR.  JM 

01095   03741* 
SURYANARAYANA  RAO.  K 

04336 
SUSO.  FA 

03636*  07250* 
SUSS,  W 

01520 
SUSSET.  J 

07884 
SUSSI,  PL 

02021   04407* 
SUSSMAN.  H 

00678 
SUTANTO,  AH 

07169 
SUTEDJO 

094  95 
SUTNICK,  Al 
03420*  04346*  05257   07913* 
10684* 
SUTO,  H 

0841  e 
SUTOR,  DJ 

02570*  08628 
SUTTER,  VL 

00537 
SUTTON,  OR 

02684 
SUTTON,  JP 

00397 
SUWANIK.  R 

00327   10248 
SUZANGAR.  M 

02016 
SUZUKI.  H 
01421*  02999*  03340*  07553 
07739 
SUZUKI.  I 

10297 
SUZUKI.  K 

04187   06394 
SUZUKI.  N 

02573* 
SUZUKI.  O 

05148* 
SUZUKI.  R 

01139 
SUZUKI,  S 

03100 
SUZUKI,  T 
01895   04709   05645*  05647* 
05783   06308*  07693   06095 
0901  1 
SUZUKI.  Y 

06277 
SUZUOKI.  Z 

06494 
SVANVIK.  J 

05624*  09923* 
SVASTITS.  E 

04743 
SVATOS.  A 

0  3814 
SVECHKIN.  VN 

07923 
SVEDMYR.  N 

01869* 
SVENSSON,  SE 

06410* 
SVENSSON.  SC 

06406*  09981*  09989* 
SVERDLOV.  VB 
05183 


SVESHNIKOV.  AI 

03873   05900 
SVIRCEVIC.  A 

10236 
SVIRDA.  NO 

04322 
SVIRIOOV.  NK 

07003 
SVISTUNOVA.  lA 

04009 
SVOBOOA.  O 

07320*  07325*  10048* 
SVOBOOA.  OJ 

02459 
SWAOER.  J I 

02219* 
SWALES.  JO 

01845* 
SWAN.  CHJ 

00951* 
SWAN.  KG 

03527*    09172*     09191* 
SWANIKER.     G 

09738 
SWANK.     M 

03152 
SWANN.  JC 

06864 
SWANN.  PF 

03745* 
SWANSON.  VL 

03199   04990 
SWARNABAI .  C 

10415* 
SWART.  B 

04966* 
SWARTZ,  HM 

091 16* 
SWARTZ,  MJ 

03868* 
SWARUP,  B 

08107 
SWE,  W 
06599 
SWEATT,  JL 

02386 
SWEDENBORG,  J 

03854 
SWEENEY,  EC 

05188 
SWEETNAM.  P 

08485* 
SWELL,  L 
01072*  03459*  03744*  05592 
07971*  10765*  10767* 
SWENSON,  DE 

044  01 
SWENSON.  O 

00671 
SWIDERSKA.  H 

08845* 
SWIDERSKA,  T 

08816 
SWIECICKI,  E 

08467 
SWIETOCHOWSKI .  A 

08050 
SWINTON,  NW  SR. 

00583   03249 
SWITALA,  KJ 

04609* 
SWITALSKA,  C 

05570   07035 
SWITALSKI ,  W 

04722   08050 
SWITKA,  S 

10752 
SWYNGfcOAUW,  J 

02948 
SWYNGEDAUX,  J 

02143 
SYDOW,  G 

09664 
SYKOSCH,  HJ 

03318 
SYLVEN,  C 

09024* 
SYLWESTER,  OL 

10390* 
SYMCHOWICZ,  S 

00072 
SYMONS,  LEA 
10858* 


I 


141(7 


SYMTHE.  PM 

0122A 
SYMYNKYXICZ.  LA 

10399* 
SVPHAXt  B 

08099 
SYRQUIN.  AF 

04127 
SYTNIK,  lA 

01641 
SZABOt  I 

02196 
SZABO.  L 

061  13 
SZABO,  LE 

08338 
SZABO.  M 

02196 
SZABO.  S 

02837* 
SZABOLCSI.  T 

03284 
SZAFRAN.  H 

00492   01347*  03718   06778 
SZAFRAN.  Z 

00492   01347*  10662 
SZAMOSI.  T 

08273 
SZANTAY.   I 

00736   02005   03121*  03465 

08577 
SZANTO.   I 

00530   10352 
SZANYI.  I 

09499 
SZAROSZYK,  J 

08923 
SZARVAS.  F 

00747   09788 
SZARVAS.  FO 

01463 
SZAZ.  KF 

0  3845 
SZCZEKLIK,  A 

04694* 
SZCZEPANSKI,  Z 

04980   09677 
SZCZEPSKI.  O 

04064   07718 
SZCZERBAN,  J 

10175 
SZCZUDRAWA.  J 

08290* 
SZCZYGIEL.  B 

10752 
SZE.  PY 

07355 
SZECSENY,  A 

061  19 
SZEKELY.  P 

05241 
SZEMES.  G 

X)5eie* 

SZEMES.  GC 

03900* 
SZENDE.  B 

00770* 
SZENEST.  T 

02947 
SZENOHRADSZKY.  J 

05865* 
SZEPESI.  B 

00193*  00216   02020 
SZESZENIA.  N 

10299 
SZEWCZUK.  A 

04694* 
SZIGETHY.  J 

0  3983 
SZILAGYI.  G 

04955 
SZILAGYI.  H 

06702 
SZILAGYI.  J 

06890   10352 
SZIRMAI  .  E 

02005   03465 
SZKLANNY.  J 

03145   06859   09349 
SZMUNESS.  W 

04348*  09732*  10693* 
SZOKOL.  M 

00249 


SZRETTER-SZMIO.  M 

10202* 
SZTABA.  R 

05080   05909 
SZTABERT.  C 

03375 
SZTACHELSKA.  A 

08845* 
SZUCS  POTENCZ.  E 

05090 
SZULCZYNSKA.  K 

10298 
SZURSZEWSKI.  JH 

01881    01882   04589 
SZYLMAN.  P 

10733* 
SZYMANSKA.  6 

00705 
SZYMANSKA.  H 

03435 
SZYMIK,  N 

00914 
SZYSZKOWITZ.  R 

05522 

TABAKMAN.  II 

08819 
TABAOCHALI.  S 

02609*  03150*  08125*  09845* 

10114* 
TABRISKY.  J 

03505 
TACHIBANA.  K 

10278* 
TACHIBANA.  S 

07307* 
TACLA.  M  ' 

06013 
TACORIAN.  S 

03904* 
TADA.  K 

07837* 
TADANO.  H 

07228 
TADDEUCCI.  E 

03506 
TADDEUCCI.  G 

01713 
TADEI.  A 

09560 
TAENZER.  V 

00334    10180 
TAFT,  DM 

07925 
TAFURI.  WL 

03038   08071 
TAGAROV.  D 

05790 
TAGASHIRA,  Y 

06322 
TAGER.  B 

09637* 
TAGER.   IL 

05998 
TAHARA.  E 

09394   09895* 
TAHSINOGLU,  M 

04223 
TAICHERT.  LC 

09557 
TAIRA.  Y 

01634 
TAJADURA.  F 

08007 
TAKACS.  L 

00238* 
TAKADA.  A 

04325*  05145* 
TAKAGI.  H 

04270* 
TAKAGI  .  K 

01310   03954   03968*  08445 
TAKAHASHI.  A 

01  146 
TAKAHASHI.  K 

08444 
TAKAHASHI.  M 

07825* 
TAKAHASHI.  T 

00910*  07590 
TAKAHASHI,  Y 

07422 
TAKAMATSU.  M 

00950* 


TAKAMURA.  T 

06281 
TAKAMURA.   Y 

00405 
TAKANAKA.  A 

01146 
TAKANO.  K 

06308* 
TAKASAN.  H 

09130* 
TAKASE.  S 

09176 
TAKASU.  S 

03058* 
TAKATSUKI.  M 

01459 
TAKAYAMA.  S 

04297 
TAKAYAMA.  T 

06807 
TAKAYASU.  K 

04664 
TAKAZAWA.  T 

06668 
TAKE.  S 

00268* 
TAKE8AYASHI.  S 

00480   02223* 
TAKEBE,  T 

00162 
TAKEDA.  H 

05645*  09130* 
TAKEDA,  K 

03532 
TAKEDA,  T 

02450* 
TAKEDA,  Y 

10551 
TAKEI.  K 

08446 
TAKEMAE.  T 

05163 
TAKEMOTO,  T 

05638*  0856S 
TAKESHI GE,  K 

07821*  09654* 
TAKESHIMA,  T 

06385 
TAKESHXTA,  A 

04720 
TAKETA,  K 

01531 
TAKEUCHI,  J 

04325*  05145* 
TAKEUCHI ,  O 

06426*  09085* 
TAKEUCHI.  T 

04593*  08483*  09205* 
TAKIKAWA.   M 

02312 
TAKINO.  T 

02816*  10613 
TAKOV,  R 

05789 
TALAFANT.  E 

01962* 
TALAL.  N 

04460*  08938* 
TALALAEVA.  AV 

08397 
TALAVDEKAR.  RV 

08800 
TALBERT.  AA 

06164* 
TALERMAN.  A 

10495 
TALIA.  AV 

08744 
TALIEV.  VA 

10483 
TALIS.  B 

06245 
TALJAARO.  JJF 

07869 
TALLENT.  WH 

00188 
TALUKDER.  BC 

02673 
TALVARD.  J 

00432* 
TALWAR.  JR 

06062* 
TAMAKUMA.  S 

02085* 


TAMAYO,  RP 

01087* 
TAMECHIKA,  Y 

10215 
TAMER.  MA 

07541* 
TAMIR,   I 

09756 
TAMM,  A 

02287 
TAMMARO,  JC 

05061 
TAMURA.  H 

03040 
TAMURA.  K 

06377* 
TAN.  BH 

01483*  02087* 
TAN.  BY 

00604 
TAN.  DTD 

09296* 
TANAKA.  E 

05346 
TANAKA.  K 

03939* 
TANAKA.  N 

07487* 
TANAKA.  Y 

00042*  03627* 
TANASl lENKO.  ID 

09821 
TANA  YA  MA.  S 

06494 
TANDON.  BN 

00660*  03326*  04077*  06062* 

06167*  06299 
TANDON,  R 

10503* 
TANENBAUM,  B 

06653 
TANG,  TT 

03053* 
TANGA,  MR 

05392 
TANGE,  JO 

01845* 
TANGHE,  W 

00402   04784   08561 
TANIEWSKI ,  W 

00645 
TANI6UCHI,  H 

03919 
TANIMOTO,  K 

07240* 
TAN  I NO.  S 

05569 
TANISAUA.  AS 

08083* 
TANK.  ES 

02359*     10439* 
TANNOUZ.     M 

04005 
TANNOUZ.     MCS 

02280 
TANO    ASSINI  .     MT 

00781 
TANSKI.  EV 

03060* 
TANSY.  MF 

00101   04572*  10156 
TANTIBHEDHYANGKUL.  P 

04101 
TANTSIURA.  EM 

05856 
TAO.  H 

06904 
TAPALAGA.  O 

06432* 
TAPPIN,  A 

07845* 
TARANENKO,  VM 

00246 
TARANENKO,   VM I 

00995 
TARAR,  R 

07156* 
TARASOV,  VI 

02643   08978 
TARAZONA,  V 

05759 
TAHBIAT,  5 

04928       06056       06583 


1448 


TAR8UTT.  RG 

TAYLOR.  GS 

07843* 

02760* 

TAROINI.  A 

TAYLOR.  1 

0001 1* 

00039*  06100 

TARDITO.  e 

TAYLOR.  JO 

08473 

01419* 

TAREEV.  EM 

TAYLOR.  KB 

0  0872 

00014*  04600*  06316 

TAREEVA.  IE 

TAYLOR.  KJW 

06059 

01 555* 

TARLOW.  MJ 

TAYLOR.  KW 

00828* 

07793* 

TARNAWSKI.  A 

TAYLOR.  LL 

01761 

08164* 

TARNAWSKI.  R 

TAYLOR.  P 

01112 

05024 

TARPILA.  S 

TAYLOR.  PC 

01667*  07578*  10342* 

09644* 

TARPLEY.  TM  JR. 

TAYLOR.  PE 

04460* 

01593   07930 

TARTAGLIA,  AP 

TAYLOR.  PM 

00670 

10617 

TARTULIER.  M 

TAYLOR.  WO 

10517 

03397 

TASEV.  TA 

TAYLOR.  WF 

00809 

05238   08721* 

TASHIRO.  K 

TAYLOR.  «H 

01193* 

02793* 

TASHJIAN.  AH  JR. 

TCHANG,  SPK 

02448* 

02171 

TASUER.  J 

TEAGUE.  F6  JR. 

01054*  010S5*  01910*  02818*     05830* 

I  0007* 

TECKLENBERG.  P 

TASMAN  JONES.  C 

05883 

08613   08747 

TEDESCHI.  LG 

TASSARA.  AM 

05972 

09752 

TEDO.  I 

TASSO.  F 

09111* 

0  1058*  04240* 

TEEM.  MV 

TATARINOV.  IS 

09911* 

09695 

TEFERA.  M 

TATARSKI.  I 

06696* 

0  3549 

TEFFT.  M 

TATEDA.  A 

01572 

08914 

TEGERIAK.  NI 

TATEISHl.  H 

08929 

10031* 

TEISSIER.  P 

TATEKAWA.  I 

09721 

10462 

TEIXEIRA  NETO.  J 

TATEO.  R 

08206 

10195* 

TEJEOOR  TEJEOOR.  L 

TATON.  J 

00283 

05942 

TEJEOOR.  L 

TATTERSALL.  RN 

03065 

01753 

TEJWANI.  GA 

TATTERSFIELD.  AE 

10105* 

05388 

TELATAR.  F 

TAUBENSLAG.  L 

0  2066 

01405 

TELATAR.  H 

TAUBER.  J 

07525 

02867   02879 

TELEA.  G 

TAUCHERT.  A 

10528 

02164 

TELERMAN  TOPPET.  N 

TAUCHI.  H 

03200 

01809* 

TELFER  BRUNTON.  WA 

TAURE.  C 

07658* 

02946 

TELKOV.  NA 

TAUXE.  WN 

10480 

05201 
TAVERAS.     JF 

05819*     08403 
TAVERNIER.     J 
05690        05698 

10386 
TAVILL.     AS 

03844 
TAWES.    R 

01367* 
TAWES.  RL  JR. 

07876 
TAYLOR.  A 

05575 
TAYLOR. 

02894* 
TAYLOR. 

07252* 
TAYLOR. 

03753* 
TAYLOR. 

03843 
TAYLOR. 

03948 
TAYLOR. 

006S4* 


07885   08735 


AB 

AE 

0 

OM 

DON 

E 


TELLO.  C 

09218 
TEMELKOV.  S 

01363 
TEMESREKASI.  K 

09679 
TEMIRKULOV.  AT 

07010 
TEMKO.  MH 

02494* 
TEMPEL.  G 

08409 
TEMPERLEY.  JM 

03762*  08230*  09847* 
TEMPLE.  TE  JR. 

01718 
TEMPLETON.  AC 

08993   09581 
TEMPLETON,  AW 

09210* 
TEMPLETON. AW 

04282 
TEN  EYCK.  JR 

06972* 
TEN  KATE.  LP 
06043 


TENCONI.  LT 

10065* 
TENG,  MH 

07432 
TENNEN.  E 

10019* 
TENNSTEDT.  A 

01726 
TEODORESCU.  T 

09751 
TEODORIO.  M 

01477 
TEODOROVICH.  VP 

01314 
TEPHLY.  TR 

01972* 
TEPLITZ.  C 

05416* 
TEPPERMAN,  HM 

Oil  13 
TEPPERMAN.  J 

01113   05309   09804*  09805* 
TERBLANCHE.  J 

06973*  07840*  09640* 
TERES.  M 

10675* 
TERIAEV.  VG 

07179   08308 
TERMET.  H 

07960 
TEBNBERG.  JL 

03801*  06262* 
TERNER.  C 

03664 
TERRASSE.  J 

01464 
TERRENI.  F 

03506 
TERRIER.  E 

02536 
TERRIS.  G 

01364   03914   05799   09303* 
TERZ.  JJ 

01391   06071*  06796 
TESAR.  O 

07174 
TESSANDORI.  M 

00833 
TESSARI.  R 

03168 
TESSIER.  JP 

07562 
TESSMANN.  D 

02028   08202* 
TESTARO.  R 

01281   07160 
TESTAS.  P 

03523 
TESTER. 

06679 
TETE.  R 

00520 
TEUBNER.  K 

00348 
TEWS.  K 

07220 
TEXTER.  EC  JR. 

001  15 
TEYSCHEL.  O 

04660 
TEYSSIER.  P 

1057  3* 
TEZOK.  F 

02526 
THAKUR.  K 

06809 
THAL.  AP 

01065 
THALER.  GA 

03583 
THALER.  H 

00321   01567   03372 
THAMBUGALA.  RL 

03731*  09096 
THAMMIG.  R 

00753   04443 
THANGAVELU.  M 

03326* 
THAYER.  WR  JR 

10399* 
THAYER.  WR  JR. 

02263*  05416*  05937 
THAYSEN.  EH 
01196*  08520* 


09388 
09704 


RJ 


00579   01617 


RS 


KJ 


RA 


THEOERING.  I 

06439* 
THEILE.  H 

04488   10420 
THEI SINGER.  W 
08503   08931 
THELEN.  M 

02153   04310 
THEMANN.  H 

00551*  01666*  02718 
THEODOR.  E 

01445   08869 
THEODOROPOULQS.  G 

07000   07059 
THEOLOGIDES.  A 

01524 
THEOPHIL.  B 

07612 
THERON.  JJ 

02331*  06739* 
THERRIEN.  EF 

01  164 
THETFORD.  WN 

00610* 
THI  AGO-FERNANOEZ 

05267* 
THIBERT.     F 

01735 
THIEDEN.     HID 

07341* 
THIELE.    C 

09625 
THIELE.    H 

05774* 
THIEMANN. 

02182 
THIEME.     R 

09388 
THIER.     SO 

10401* 
THIERREE. 

03958 
THI  MM.     R 

09232 
THIROLOIX.  J 

03031 
THIRUNAVUKKARASU.  TK 

09539 
THISTLE.  JL 
02571*  06210*  07137 
10769* 
THISTLETHWAITE.  W 

08082* 
THOM.  AF 

09802* 
THOMAS  CC 

09665 
THOMAS  CG.  JR. 

07124 
THOMAS.  CC 

04556   06129 
THOMAS.  CG  JR. 

03493*  05359 
THOMAS.  E 

02900   04696* 
THOMAS.  FB 

03633*  0  5576 
THOMAS.  GG 

07984* 
THOMAS.  HF 

03005*  08335* 
THOMAS.  J 

02333*  02900   08031 
THOMAS.  JE 

04574* 
THOMAS.  JP 

01465 
THOMAS.  LB 

10566* 
THOMAS.  M 

04689*  07101 
THOMAS.  MEM 

02671 
THOMAS.  ML 

04123* 
THOMAS.  P 

06332 
THOMAS.  TV 

06574   08331   10245 
THOMASON.  MR 
09184* 
*   THOMASSEN.  H 
06625 


08417 


iKug 


THOMFORD.  NR 

THURN.  P 

TOBON.  F 

01976*  10679 

02153   08777 

01668*  07956* 

THOMLEY,  MX 

THURY.  G 

TOCCALINO.  H 

00562 

02947 

00678 

THOMPSON.  AE 

THYS.  0 

TOCCALINO.  HN 

09960* 

0272S   0682S 

0381  1 

THOMPSON,  BO 

TIAZHINA.  SM 

TOCHEV,  K 

00086 

08396 

06545 

THOMPSON.  BW 

TIBBLIN.  S 

TOCHINO.  Y 

00429 

10430* 

01124 

THOMPSON.  EB 

TICE.  DA 

TOCHTERMANN.  G 

06986 

'  09187* 

01594 

THOMPSON.  GR 

TICHONICKY.  L 

TOCORNAL.  J 

01617 

07314*  10091 

10176 

THOMPSON.  H 

TICHY,  S 

TOO.  R 

02353*  03229* 

05736 

03958 

THOMPSON.  JC 

TIDBALL.  CS 

TODD.  OP 

00134*  03693   04598*  08177* 

05447* 

04265* 

06182*  06477* 

TIKHONOV.  KB 

TODD.  EF 

THOMPSON.  JH 

02200 

06606* 

00142*  02752*  04610   08979 

TIKHONOVA.  NA 

TODD.  JR  JR. 

THOMPSON.  JH  JR. 

06694 

06717 

09889 

TIKHONOVA.  NM 

TODD.  RM 

THOMPSON.  JM 

08399 

07919* 

10040* 

TILLE.  D 

TODOR.  G 

THOMPSON.  JN 

07640 

00824 

0  6326 

TILLES.  JG 

TODOROV.  T 

THOMPSON.  JR 

03750*  C7082   07908* 

03986   04008 

06536* 

TILSCN.  MO 

TOH.  YC 

THOMPSON.  PL 

00510*  02912*  05603*  08089*     03743* 

03123*  06648 

09452 

TOJO,  R 

THOMPSON.  R8 

TILTON.  RC 

08135 

0  0751 

06294 

TOKARZ.  S 

THOMPSON.  RG 

TIMASHKEVICH.  TB 

03621 

02616* 

09083 

TOKIN.  IB 

THOMPSON.  RJ  JR. 

TIMBAL.  Y 

02866 

05627* 

05060 

TOKITA.  T 

THOMPSON.  RPH 

TIMEIKO.  VN 

01193* 

00651*  00766* 

02499 

TOKUGAWA.  H 

THOMPSON.  RS 

TtMM.  H 

00806 

09184* 

05332 

TOKUHATA.  CK 

THOMPSON.  WG 

TIMMONS.  GO 

02565 

06092 

08810 

TOKUHIRO.  H 

THOMPSON.  KM 

TIMCFEYEV.  NN 

06452 

05959* 

01  108 

TOLEDO.  JO 

THOMSEN.  AC 

TINCKLER.  L 

10737* 

01604* 

10794 

TOLENTINO.  MG 

THOMSON.  ABR 

TING.  SM 

08647* 

0  1833*  01634*  07248*  09936* 

07407 

TOLENTINO.  P 

THOMSON.  AD 

TINKER.  J 

09752 

01765   0S461   06961* 

10273* 

TOLMAN.  KG 

THOMSON.  DMP 

TIRLEA,  I 

09238* 

09228 

04245 

TOLOSA.  EA 

THOMSON.  JWW 

TISCORNIA.  OM 

07356 

10227 

01232 

TOLOSA,  EMC 

THOMSSEN,  R 

TISHLER.  EI 

05426 

07937   09731* 

06796 

TOMA.  H 

THOR.  J 

TISON.  V 

05812 

0S533* 

03079 

TOMAOA.  D 

THOR.  P 

TITCHEN.  DA 

07678 

09380*  09383*  10271* 

02752* 

TOMALINO.  D 

THORGEIRSSON.  SS 

TITTOBELLO.  A 

06634 

04640* 

00484 

TOMAN.  J 

THORINGTON.  L 

TI«ARI.  NM 

07206* 

00039* 

06144* 

TOMAS  RIDOCCI 

THORNTON.  GF 

TJAIJ.  JK 

05275   07566 

06988 

07169 

TOMASI.  TB  JR 

THORNTON.  JR 

TJALVE.  H 

10106* 

01758 

02702* 

TOMASINI.  J 

THORPE.  CO 

TJIOE.  OT 

10406* 

08179*  06740* 

09953* 

TOMASSONE.  R 

THORPE.  V 

TKACHENKO.  GP 

03683 

01918* 

00080 

TOMASULO.  J 

THORSEN.  T 

TKACHEV.  EZ 

03905* 

03765 

06416* 

TOMASZEWSKA. 

THORSOE.  H 

TKACZEWSKI .  « 

03023 

06403*  09570 

02527   04365 

TOMASZEWSKI. 

THOUVENOT.  J 

TKACZYK.  F 

05896 

01001   04580*  06550 

08517 

TOMATIS.  HP 

THOUVENOT.  MJ 

TKATCH.  R 

01234 

05361 

06412* 

TOME  RI8EIR0. 

THOW.  GB 

TOAOER.  C 

10723 

09426* 

04444   10294   10655 

TOMICKI,  Z 

THRASHER.  JO 

TOAOER .  I 

01237 

04595 

10294 

TOMIK,  F 

THRIG.  TJ 

TOBACDIN,  G 

01543 

02036 

07004 

TOMINAGA.  H 

THUILLIER.  Y 

T08E.  BA 

05573 

08268 

03441 

TOMINAGA.  J 

THULIN.  L 

TOeiK.  S 

08024 

03854 

08924 

TOMIVAMA.  Y 

THULSTRUP.  H 

TOBIN.  RB 

02788* 

02516* 

06466* 

TOMIZAWA.  M 
01890 

TOMKIN.  GH 

04970*  06645 
TOMKINS.  GM 

04273* 
TOMPKINS.  RK 

00761*  08251* 
TON  THAT.  H 

01941* 
TONELLI.  M 

00971 
TONELLI.  S 

05762   08380 
TONER.  PG 

00904*  04515 
TONG.  EY 

09953* 
TONG.  MJ 

07831*  08045 
TONGIO.  J 

01698   02932   06557   10147 
TQNINI.  M 

01002   05478 
TONJUM.  S 

10201*  10264 
TONO.  M 

07889 
TONOUCHI.  S 

05160 
TOOULI.     J 

04563* 
TOPAN.     M 

04454 
TOPCHI ASHVILI .     ZA 

02586 
TOPCHI  8ASHEV.      IN 

04026 
TOPETE     OROZCO.     LM 

10647 
TOPHAM.  JC 

02835* 
TOPILSKY.  M 

05639* 
TORDET  CARDIROIT.  C 

08252 
TORGERSEN.  O 

05500* 
TORISU.  M 

10694* 
TORIZUKA.  K 

05647*  05652*  07491*  08292* 
TORNOCZKY.  J 

09623 
TORNOS.  ME 

02881 
TOROSSIAN.  AA 

08296 
TORRAOO.  RA 

05  767 
TORRANCE.  OJ 

03275 
TORRE.  L 

04248 
TORRES  D*  COSTA.  AC 

07720 
TORRES  PEREIRA.  A 

07954* 
TORRES  RODRIGUEZ  DE  TORRES. 

03551 
TORRES.  A 

03359 
TORRIELLI.  MV  ^ 

04663 
TORSOLI.  A 

00  109   03620   05475   06393 
TORUNER.  A 

04924 
TOSCHAKOV.  RA 

06585 
TOSKES.  PP 

02409*  03420* 
TOSKIN.  KD 

02603   10483 
TOST  I  VINT.  R 

01380 
TOTH.  A 

10027*  % 

TOTH.  B  , 

00646 
TOTH.  C 

03922 
TOTHILL.  P 

0382  3   06369* 
TOUBIANA.  G 
06S45 
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TOUBOUL.  JP 

TRESHAN.  01 

TSCHOPEL.  L 

TUIDZHANOV.  KK 

09787 

10230 

04518 

06845 

TOUCHSTONE.  JC 

TRETBAR.  LL 

TSCHUDY,  DP 

TUITE.  J 

07350* 

00385 

01492* 

09642* 

TOULET,  J 

TRETIAKOVA.  TA 

TSEKHANOVICH.  TI 

TUKHOMIROVA.  TI 

03852   06558   10267*  10574*     02586   06751 

08399 

10602 

TOULOUKIAN.  RJ 

TREVINO  GARCIA  MANZO.  N 

TSIGANKOV.  AP 

TULLIS.  JL 

05615   06263*  09185* 

01585   06286 

02870 

10697 

TOUMl.  M 

TREVISAN.  G 

TSODIKOVA.  LB 

TULLY.  TE 

09196 

01257   01258 

02870 

06814* 

TOUMIEUX.  B 

TREXLER.  PC 

TSOI.  Al 

TUMA.  OJ 

08359 

01817 

02199 

06505 

TOURNIER.  J 

TREY.  C 

TSOU.  KC 

TUMACDER.  0 

06945 

01504   02563* 

04046 

04306 

TOURNUT,  J 

TRIANI.  DEF 

TSOUKAS.  e 

TUMINO.  G 

03874 

03897 

05058 

10649 

TOURNUT.  R 

TRl ANTAPHILLOO.  GT 

TSOUKAS,  S 

TUNELL.  WP 

09073* 

06166* 

07917* 

07542* 

TOUSSIS.  D 

TRIDENTI.  A 

TSUCHIDA.  H 

TUNG.  TT 

01172* 

05368 

07992 

06992 

TOUYA.  J J 

TRIER,  JS 

TSUCHIDA.  Y 

TUNICK,  PA 

02148   04279 

00547*  01401   02319*  03793* 

03496* 

00244 

TOUZANI.  A 

TRIGER.  DH 

TSUCHIE,  F 

TURA.  S 

07637 

10587* 

09134* 

09505 

TOUZABD.  RC 

TRIGLIANOS.  A 

TSUCHIKURA.  H 

TURAEV,  RN 

07782 

01279   01292 

10049* 

09365 

TOVAR.  E 

TRIMPI.  HO 

TSUCHIYA.  K 

TURAI  ,  I 

09218 

01453 

01901 

03577 

TOVAR.  J 

TRIPATZIS.  I 

TSUCHIYA.  M 

TURAPOV.  MT 

04189 

08863 

03594 

03444 

TOVSTOLITKIN.  GE 

TRITSCH.  G 

TSUCHIYA.  T 

TURCANU.  L 

10302 

00575* 

03428 

05090 

TOWERS.  RP 

TRITSCH.  GL 

TSUDA.  H 

TURCHETTO.  E 

05659* 

03716*  03717*  05491* 

04633* 

08226* 

TOWNE.  JB 

TRIVEOI.  CR 

TSUOA.  S 

TURCOTTE.  JG 

07724* 

09555 

08431   08453 

08829*  10570* 

TOWNLEY.  RRW 

TRIVEDI.  OR 

TSUI.  CY 

TURDIEV.  KT 

06822 

02558* 

08734 

09019 

TOYAMA.  T 

TRNOVEC.  J 

TSUKADA.  H 

TUREK.  RE 

02771 

09810 

07228 

06838* 

TOYE.  DKM 

TROFIMOV.  VM 

TSUKADA,  K 

TURI.  J 

02321* 

09785 

06468   09160 

03693 

TRABERT.  E 

TROIAN.  NF 

TSUKADA.  M 

TURINSKY.  J 

06186* 

05860 

07896* 

02040 

TRABUCCHI.  E  JR. 

TROJAN.  I 

TSUKIOKA.  T 

TURK.  RP 

06868 

06572   08367 

07496 

00566* 

TRACHT.  DG 

TROJANOWSKI.  W 

TSUMURA,  D 

TUHKER.  RK 

02934 

03984   07755 

06643 

09958* 

TRAD.  J 

TROLL.  U 

TSUNG.  MS 

TURKINA.  IG 

02584   03537 

05609*  07861 

■  021 04* 

05184 

TRAKAL.  E 

TRONCONI.  JC 

TSUNODA,  A 

TURKKI.  PR 

00301    0J589 

09487 

091 1 1* 

01132   01133 

TRAPANI.  P 

TROTOUX.  J 

TSUR.  N 

TURLEAU.  C 

01451 

09239* 

10361 

08862 

TRAPET.  P 

TROUT.  OL 

TSUSHIMA.  M 

TURN8ERG.  LA 

06158 

09025* 

01613 

06817*  08126*  10576* 

TRAPNELL.  J 

TROUT.  HH 

TSUTSUMI.  H 

TURNBULL.  AC 

10529 

03699*  08171* 

08065* 

001  13 

TRAUMA.  J 

TROUT.  HH  III 

TSUTSUMI.  Y 

TURNBULL.  RB 

04231 

00773* 

08239* 

02099*  05772*  09366 

TRAVIESO.  CR 

TRUCHOT.  R 

TSUTUMI.  T 

TURNBULL.  RB  JR. 

02483 

02644    03111   06402*  09297* 

00173 

03564   04156   05944*  06023 

TRAVIESO.  CR  JR. 

TRUDEAU.  WL 

TSUZUKI.  T 

07156* 

00600   09508* 

01343*  08039 

09248 

TURNER.  GC 

TRCKA.  K 

TRUEBLOOD.  HI* 

TSVETKOV.  VS 

07070   07919* 

01945 

09510* 

07023 

TURNER.  MO 

TREADWELL.  CR 

TRUELOVE.  SC 

TU.  JB 

00149*  02350*  05625*  06519 

OOOIS* 

01739   04019*  05139*  05140* 

04275* 

TURPIN.  J 

TREAT.  E 

05476   06699*  08642   09341 

TUBIS.  M 

03995 

09186*  10344* 

TRUPIN.  N 

00327 

TURRILL,  FL 

TREBLE.  DH 

00229   0203S 

TUCA-BARCELO.  L 

06070* 

01964*  02001 

TRUSOV.  VV 

02198 

TURSI,  A 

TREDWELL,  SJ 

05893 

TUCH.  AF 

09420 

01420* 

TRYAPISHKO.  AD 

09961* 

TURSKA,  R 

TREIBER.  WF  JR. 

06107 

TUCH I ND A.  S 

07393 

00244 

TS'AO.  C 

09653* 

TURUNEN.  MT 

TREICHEL.  J 

06460* 

TUCHMANN.  L 

06090 

04800   07630 

TS'AO.  CH 

06903 

TUSCANO,  G 

TREICHLER.  J 

08087* 

TUCKER.  GL 

10195* 

09151 

TSAl.  HK 

05301 

TUSQUES,  J 

TREJO  PADILLA,  E 

08106 

TUCKERMAN,  JF 

02704*  05408*  08094 

05028   0S20e 

TSAI.  TH 

03800* 

TUSZEWSKI ,  F 

TRELEA.  E 

08151* 

TUCKEY.  MS 

05745 

10322 

TSAN.  KW 

05476 

TUSZKIEWICZ  MISZTAL,  E 

TRELL.  E 

05307 

TUCZEK,  HV 

05042 

00673 

TSAPOK.  PI 

00199*  05539*  05558* 

TUTASSAURA,  H 

TREMOLIERES.  J 

09097 

TUOBALL.  N 

02431*  04400 

05527* 

TSARDAKAS.  E 

06332 

TUTELYAN,  VA 

TRENT  I.  A 

08360 

TUDOSE.  N 

08238* 

10552* 

TSATSANIDI.  KM 

07903   10742 

TUYNS,  AJ 

TREPO.  C 

08815 

TUFFLI.  GA 

04274* 

00796   04624*  07081    10584*   TSATSANIDI.  KN 

03277 

THEEDIE,  MCK 

10687*  10736* 

04792 

TUID'ANOV.  HK 
09549 

07477* 

lasi 


TWOMEYi  J J 

UMBBUMIANTS,  OA 

07586* 

06716 

TWYCROSS.  RG 

UMEOA.  K 

04067 

08441 

TVE.  CY 

UMEOA.  N 

01486* 

01300*  05497* 

TYGSTRUP.  N 

UMEOA.  T 

00271*  07088* 

07091*  07341*     01094 

TYLEN.  U 

UMEK.  H 

07900* 

07528 

TYOR.  MP 

UMEZAWA.  H 

08113*  0£S21* 

08483* 

TYRRELL.  JE 

UMIEL.  T 

07452* 

04636* 

TYRRELL.  Tl 

UMINSKA.  H 

06024* 

04895   07233 

TYSELL.  JE  JR. 

UNAKUL.  S 

10674* 

08314 

TYTGAT,  G 

UN AY AM A,  F 

0364 S* 

10148 

TYTGAT,  GN 

UNAYAMA,  S 

01393*  0S266* 

06345* 

05677 

TZAGOURNIS.  M 

UNDERWOOD,  JCE 

02560* 

02591 

TZUR.  N 

UNDERWOOD.  LE 

02388 

10039* 
UN6AR,  B 

UBBINA.  MR 

08390*  09301* 

04098 

UNGEHEUER.  E 

UeiLLA.  A 

04170   04478   08352 

10176 

UNGER,  K 

UCHIOA.  H 

05112 

06928*  08301 

UNGVARY,  G 

UCIKOV.  P 

05133 

06295 

UNIECKA,  W 

UOENFRIEND.  E 

0  3569  - 

01620 

UNTERBURGER.  P 

UOES.  H 

04665 

0451  1 

UNZAGA  MARCO.  T 

UOOD.  VM 

09601 

06670   08512 

UOTINEN.  KG 

OEDA,  G 

00123 

0  4612 

UPIREV.  AV 

UEOA.  H 

10594 

02450* 

URAZBAEV,  EM 

UEDA.  M 

01209 

01S31 

URBAN.  A 

UEOA,  T 

07627*  07628* 

06278 

URBAN.  J 

UEHA,  T 

09159 

01902*  03696 

URBAN.  V 

UEKERMANN,  U 

10074* 

09880 

URBANO.  A 

UEMATSU,  H 

061E3   08843 

05815 

URBANOVA.  D 

UEMATSU.  T 

01387 

01195* 

URBAS,  J6 

UERLINGS.  I 

00517 

02724   04E19 

URBINA.  AM 

UETE.  T 

04099 

10049* 

URCA.  I 

UGAZIO.  G 

02577*  03S6S   04963 

04663 

09427*  09522* 

UGOLEV.  AM 

URCAN.  S 

00237   oieso 

01342* 

UGOLOTTI  ADORNI.  MC 

URCIUOLI.  A 

05485 

07060   07940 

UGOLOTTI.  G 

URDANETA,  LF 

09224 

00108 

UGRIUMOV.  BL 

URGEL  ALCNSO.  R 

03438 

00416 

UJIIE,  T 

URIEL.  J 

0666  8 

06469 

ULANO.  HE 

URIVAEVA,  IV 

09186*  10344* 

05431 

ULIN.  AW 

UROSKIE.  TW 

05059 

03152 

ULLAL.  SR 

URSO.  M 

09632* 

07173 

ULLRICH.  KJ 

URUNAY,  G 

01052*  02627 

02066 

ULLRICH.  V 

URUNO,  T 

07395 

01690 

ULSTRUP.  JC 

USEVCLOOOVA,  OV 

04347*  07943 

06877 

UMALI,  F 

USHAKOV.  AN 

06174 

07378 

UMANA ,  CR 

USHAKOVA.  NA 

03742* 

08280 

UMANSKI I .  MA 

USHIJIMA,  Y 

09874 

08239* 

UMANSKI I ,  SS 

USHIYAMA,  K 

01208 

05722* 

CA 


USTIMOVA,  MI 

08194 
USTINOV,  VN 

02778 
USUI .  T 

05669 
UTESHEV,  NS 

07179   08308 
UTHAPPA,  NS 

06251 
UTHMAN.  SM 

00354   09273 
UTKIN,  VV 

06602 
UTLEY.  JR 

04304 
UTSUMI,  K 

03105 
UTSUMI,  Y 

09368 
UTZ.  DC 

01494* 
UYS.  CJ 

06973*  09334 
UZAWA.  H 

02078 
UZER.  F 

03311   04924   05329   06011 
UZIANOVA,  VL 

02951 
UZNANSKA,  H 

03394 
UZUNALIMOGLU.  B 

00700* 
UZUNOVA.  Z 

03374 

V  LOH.  D 

09129* 
V.  MJKULICZ-RADECKI ,  JG 

030S4* 
VAAGE,  S 

04933 
VAAMONOE 

03460* 
VAARANIEMI 

05888 
VACCAREZZA 

00727 
VACCARI .  A 

0S467* 
VACHON.  A 

00560   02339 
VADAKAN,  VV 

07795* 
VAEUSORN.  N 

09468 
VAEZ-ZAOEH,  K 

00503* 
VAFIN.  AZ 

01922   05514 
VAGNE,  M 

00184   00185 

01949 
VAIOYA 

0S340* 
VAILLE,  C 

05529* 
VAINSHTEIN, 

09410 
VAIREL,  E 

07158 
VAISBROT,  VV 

06784 
VAISHWANAR,   I 

01541 
VAISMAN,  S 

03358 
VAKALIUK,  PM 

02271 
VAKHRUSHEV,   IM 

10292 
VAKHTFEIDL.  V 

10548 
VAKIL.  BJ 

08421 
VALACH.  V 

02971 
VALBERG.  LS 

01833*  01834*  04422*  07248* 

09938* 
VALCAVI.  U 

09150 


CM 


01037        01915* 
04624*    05498* 
AB 


SG 


VALDEBOUZE.     P 

07212 
VALDES-OAPENA,     A 

04166 
VALOIVIESO,     VD 

06463* 
VALDONI,     P 

06709 
VALEMBOIS,     P 

02994*    05587 
VALENCIA    PARPARCEN.     J 

00417       00758       02988 
VALENCIA-PARPARCEN.     J 
00307        00320        00355       00359 
00421        02211        08056 
VALENKEVICH.     LN 

07033        09463       09626       10542 
VALENTE.     P 

01450 
VALENTE,     U 

05691 
VALENTINUZZI ,     ME 

06518* 
VALENZUELA    CASAS.     E 

02813       0  3158       0350  0 
VALENZUELA    LOPEZ.      S 

03163 
VALENZUELA.      I 

04613 
VALERIU.     M 

05162 
VALERO,     J 

00301 
VALETTE.     G 

00118 
VALKENBURG,     PW 

05324 
VALLE.     D 

00739* 
VALLEE.  SL 

01116 
VALLEJOS.  M 

05039 
VALLI.  A 

00752 
VALLIN.     J 

03010 
VALLS    DURAN.     J 

01716 
VALNICKOVA,     S 

04660 
VALYASEVI  .     A 

02326* 
VAMOS.     N 

01869* 
VAN  AC KEREN,  H 
07641    10562* 
VAN  ASPEREN  DE  BOER.  FRS 

06692 
VAN  CAMPEN,  DR 

01836* 
VAN  CANTFORT.  J 

09148 
VAN  CITTERS.  RL 

01 169* 
VAN  OAMME,  B 

02446* 
VAN  DE  KAMER.   JH 

02102* 
VAN  DE  WATER.  JM 

09284 
VAN  DtENEN.  LLM 

04618* 
VAN  OELLEN,  RG 

09889 
VAN  DEN  AKKER,  R 

02  544 
VAN    OtN    BERG,     JWCj 

00230 
VAN    DEN    HEUVEL,     JW 

06861 
VAN    DER    OIJS,     B 

08205* 
VAN    OER    DOES,     E 

09252 
VAN    OER    GHINST,     M 

08664 
VAN    DER    HEIOEN.    C 

02343       06260* 
VAN     DER     HOeOEN.     >i 

05121* 
VAN    DER    LINDEN,     W 
04406*    04409*    04423*     10676* 


k!M^ 


m^-. 


i>^>^: 
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VAN  DER  MEER.  C 

05324 
VAN  DER  MERWE.  E 

02467 
VAN  DER  SLIKKE.  LB 

10846 
VAN  DER  STRICHT.  J 

03472 
VAN  GEERTRUYOEN,  J 

04700* 
VAN  GEMERT.  JV 

02284* 
VAN  GROOTENePIL.  R 

00279 
VAN  HEE.  RHGG 

07904 
VAN  HEEROEN.  JA 

05847 
VAN  HEERTUM,  RL 

0  6529* 
VAN  HEES.  GP 

08220*  08221* 
VAN  HEYNINGEN.  WE 

07152* 
VAN  HOLSTEYN,  CWM 

07322* 
VAN  HOOF,  F 

07483* 
VAN  HOUTTE,  R 

03369 
VAN  HUSEN.  N 

07094* 
VAN  KAICK.  G 

04167 
VAN  KOOTEN  KCK  DOORSCHODT, 

02544 
VAN  LANCKER.  JL 

J  0535* 
VAN  LANGENBERG.  A 

00376 
VAN  LEEUWEN.  AM 

01581* 
VAN  LENT,  D 

08574 
VAN  LESSEN.  H 

07802 
VAN  MAELE.  E 

07691 
VAN  MEIRVENNE.  N 

05395 
VAN  MIDOLESWCRTH.  L 

00196* 
VAN  MIERT.  ASJPAM 

09049 
VAN  OS.  CH 

0  4537* 
VAN  RAVESTYN.  C 

0  6391 
VAN  REEPINGHEN.  P 

00686 
VAN  REES.  H 

03794* 
VAN  ROOD.  J  J 

03149* 
VAN  ROY.  FP 

03837 
VAN  VOORTHUISEN.  AE 

10524 
VAN  VROONHOVEN.  TJ 

08217* 
VAN  VROONHOVEN.  TJMV 

02300 
VAN  WAY.  CW  III 

08762* 
VAN  WYK.  JJ 

10039* 
VANDENBROUCKE.  J 

02994*  10715* 
VANDENHENOE.  J 

08052 
VANOERHEVDEN.  0 

05587 
VANOERHOFSTADT.  C 

03529 
VANDERMEERS-PIRET.  MC 

01940*  09999* 
VANOERMEERS.  A 

01940*  0E537   09999* 
VANOERPOOL,  D 

08562 
VANDOOREN.  M 

10678 

VANG.  J 

0  2915* 


VANHEE .  W 

VASILIU,  M 

03369 

07645   10321 

VANHOUTTE.  JJ 

VASIUKOVA,  EA 

01720 

09698 

VANKEMMEL.  J 

VASLAKI,  L 

04253 

00238* 

VANKEMMEL.  M 

VASOUEZ.  MA 

042S3   06048 

10538* 

08C27 

VANLERENBERGHE. 

J 

VASSALLO,  G 

00229   02035 

04667 

04505*  04508* 

VANN.  RL 

VASSEUP.  B 

00877 

05529* 

VANNUCCHI,  H 

VATA,  A 

07185 

04368 

VANOVSKI.  B 

VATIER,  J 

02248 

06259*  09970* 

VANSTEENKISTE. 

Y 

VATNER,  SF 

06415* 

01169* 

VANTRAPPEN.  G 

VAUCLAIR,  R 

00099   C2994* 

03607*  06846 

10516 

VANTSIAN.  EN 

VAUOOUR,  G 

06587   08908 

09357 

09491 

VANTTINEN.  E 

VAUGHAN,  BE 

09244 

06368* 

VANTU.  A 

VAVER,  VA 

03904* 

07378 

VANZWALENBURG. 

BR 

VAWTER,  GF 

08650* 

03051* 

VARAOARAJAN,   MG 

VAYRE,  P 

06554   07987 

08303   08329 

04772*  05798   10787 

10155 

VAYSSE,  N 

VARAVITMYA.  W 

01941*  02828   lOOlO* 

02326* 

VAZA,  AM 

VARAY.  A 

04809 

01586   02592 

06270 

VAZQUEZ  CANO,  JA 

VARBANOV.  V 

10702 

07941 

VAZQUEZ  RODRIGUEZ,  J 

VARCC.  RL 

00650 

05871    07680 

091 17* 

VAZQUEZ  RODRIGUEZ,  J J 

VARELA,  NB 

00676 

06249 

VEBER,  N 

VARETTE,  Y 

09767 

07109* 

VEDERNIKOVA,  GS 

VARGA,  B 

01799 

05133 

VEDRINNE.  J 

VARGA,  F 

01378 

0  1148   0364  7* 

03760* 

VEEN  EAIGENT,  MJ 

VARGAS  OE  LA  CRUZ.  J 

02871 

09598 

VEGH,  G 

VARIS.  K 

061  19 

07578*  10200* 

VEGNENTE.  A 

VARKONYI.  S 

05620 

08812 

VEIDENHEIMER.  MC 

VARL,  B 

03248 

02970   06552 

VEISA.  E 

VARLAMOV,  VI 

02238 

08668 

VEISSIERE.  D 

VARMA,  RR 

09652* 

00653*  01863* 

06193*  07953* 

VEJLSTEO.  H 

VARMA,  SO 

10793 

09931* 

VELAPOLDI.  RA 

VARGNE.  GL 

09131* 

10353 

VELEZ-GARCIA.  E 

VARRO,  V 

07712* 

03728   04796 

06405*  07226 

VELEZ.  H 

09970* 

04999 

VARS.  HM 

VELICAN.  C 

04935   10116* 

04378* 

VARSHAVSKI,  IV 

VELICAN.  D 

07638 

04378* 

VARSHAVSKI I.  IV 

VELICHENKO.  VM 

05670   06727 

06774   08054 

VASALLO,  G 

VELIKY.  FL 

04504* 

02977 

VASARIO,  U 

VELKOVA,  V 

09443 

06387 

VASCONCELLOS, 

D 

VELLER.  OG 

06088   08009 

08690 

VASHKEVICH,  NM 

VELLIOS.  F 

03572 

05834   06020* 

VASIAK,   IV 

VELLOSO.  A 

10234 

10563* 

VASIL'EV,  VS 

VEN  DER  HORST,  R 

05296* 

05765* 

VASILAKIS.  J 

VENABLES.  CW 

03990 

02097* 

VASILESCU,  M 

VENKATARAMAN,  MS 

08736 

06554   07987   08303   08329 

VASILIEV.  IV 

10155 

03961 

VENOUIL,  J 

VASILIEV.  RK 

03117   03964   04003   04890 

04969   08737 
VASILIEVA.  NA 

09630 

06660   06808   06922   07770 
07786   09532 

VENTIN,  JL 

03553   04820   05661 
VENTURA,  E 

07952    10744 
VENTURA,  U 

01856   01857   02750   03656 
VENUGOPAL,  M 

08974 
VERBEUSTEL.  S 
00434*  02785*  03052*  03130* 
04671* 
VERBIN.  RS 

02008   02057* 
VEROIER,  F 

04396 
VERDIER,  JM 

07166 
VERDONK,  G 

10133* 
VEREANU,  I 

05118 
VERESCHAGIN.  VV 

00430 
VERESS,  O 

00965   02061 
VERETENNIKOV,  AL 

05131 
VERGE,  JH 

08963 
VERGER,  P 

06044 
VERGNAS,  J 

07199 
VERHAEGEN  DECLERCQ,  ML 

05598 
VERHAEGEN,  H 

05598 
VERHAEGHE,  M 

01288   05158*  09547 
VERICAT  CADESAS,  F 

02881 
VERINE,  H 

10657 
VERLOOP,  MC 

01497* 
VERLY,  WG 

10023* 
VERMA,  K 

00826* 
VERMESSE,  G 

10518 
VERNA,  J 

02121 
VEHNACE,  S 

10691* 
VERNEY,  E 

07368   08262   10054* 
VERNON.  JK 

01471* 
VERRET,  J 

08796 
VERSCHRAEGEN,  J 

09517* 
VERSTRAETE,  M 

05266* 
VERT'IANOV,  VA 

05296* 
VERTJYANOV,  VA 

04428 
VERYOVKINA,  IV 

02018 
VESSEL INOVITCH,  SD 

02457 
VESSEY,  MP 

06692* 
VEYRAY,  J 

10463 
VEZZADINI,  P 

04508* 
VIALLET,  A 

02914*  04687 
VIALLET,  JF 

03861 
VIALLET.  P 

03861 
VIAMONTE.  M  JR> 

05710 
VIAMONTE,  MR 

03453* 
VIARD,  H 

06579   08796   10581* 
VICARI,  F 

070SS   09212* 


i 

I 


11(53 


VICENS.  E 
01705 

VICKERY.  AL  JR. 
10472 

VIOAL  SANS.  J 
00431    05838   09399 

VIOAL.  B 
0  3986 

VIOINS.  El 
09243* 

VI  DON.  N 
06606* 

VIDRIH,  VE 
08299 

VIEIRA  MACHAOO,  JL 

04894 
VIEIRA  VIGNOLI.  HA 

05370 
VIEIRA.  LOBD 

05639* 
VIEIRA.  OM 

03897 
VIELLE  BREITBURD.  F 

07401 
VIELLE.  G 

00686 
VIERUCCI.  A 

03432 
VIESS.  M 

04141 
VIGNAL.  J 

02372   09556 
VIGNEAULT,  M 

07554 
VIGNOLI.  R 

07990 
VIGNON.  G 

09934* 
VIGUIE.  R 

00865 
VIGY.  M 

06179 
VI IKARI.     SJ 

09339 
VILA.     J 

06226 
VILAR  BONET.  J 

03078   08794 
VILAROELL,  F 

02717   09263 
VILARINO.  A 

06578 
VILCULESCU.  C 

07903 
VILOE.  JL 

07905 
VILDT,  MO 

0401  1 
VILELA.  MP 

00898   09590 
VILINSKAS,  J 

00677   06294 
VILJAVINE.  GO 

02113 
VILKKI.  P 

07817 
VILLA-TREVINO.  S 

00697* 
VILLA,  A 

03398   06063* 
VILLAFANE.  H 

00301 
VILLAGARCIA.  M 

05286 
VILLAKO.  K 

02287 
VILLALBA.  CB 

10143 
VILLALOBOS.  JL 

00633 
VILLAMOR  LEON.  J 

00650 
VI  LLANO.  J 

07965   10633 
VILLAND.  P 

06105 
VILLANUEVA.  A 

10737* 
VILLANUEVA.  NO 

07586* 
VILLAR.  H 

08176* 
VILLAVEROE.  MM 

02519 


VILMAR  06  OLIVEIRA.  J 

VOGEL,  G 

VON  WOLFF.  C 

00325 

00055*  09029* 

06998 

VINCENT.  D 

VOGEL.  M 

VON  ZAZGORNIK,  J 

10013* 

08947 

00746 

VINCENT.  E 

VOGIN.  EE 

VON  ZEOTKITZ,  J 

09702 

091 06* 

07634 

VINCENT.  JP 

VOGNAREK.  J 

VOORHEES,  AB  JR. 

09090* 

04660 

00749   07821*  09654* 

VINCENT.  RG 

VOGT-MOYKOPF.  I 

VORBROOT.  A 

04736 

00277 

01824   08110 

VINCENZI.  L 

VOGT.  W 

VORNE.  M 

00533 

05990 

06456*  06457* 

vfNCHON.  B 

VOICU.  G 

VOROBIEV,  VI 

05761 

06636 

03768 

VINDVER.  S 

VOICULESCU.  M 

VOROBIOFF,  S 

03930 

02543 

09293* 

VINIAKER.  H 

VOILOUE.  G 

VORONKINA,  NG 

02298 

03889 

09351 

VINNICHENKO.  AC 

VOINA.  SJ 

VOROTYNTSEV,  SF 

03029   04742 

06576   06586 

10039* 

09330 

08343 

VOINO-YASENETSKI  I,  MV 

VOROZHTSOVA.  NI 

VINOGRAOOVA.  MO 

01777 

08989 

09371 

VOITENKQ,  AA 

VORSTER,  C 

VINOGRAOOVA,  01 

08539 

07123   08036 

03873   08692 

VOITK,  AJ 

VORTEL,  V 

VINTEA.  G 

08478* 

04397   09708 

01479 

VOJTISEK,  V 

VOS.  A 

VINUALES,  RM 

04852* 

02996*  05731 

01447 

VOLEK,  V 

VOS.  J 

VINZ,  H 

10747 

04510* 

04790   07695 

10360 

VOLGAREV,  MN 

VOS.  JG 

VIRANUVATTI.  V 

03482 

07322* 

00327   08314 

09653*  10248 

VOLGINA.  AF 

VOS.  LJM 

10314 

04449 

09264 

VIRENKOV,  JE 

VOLK,  GE 

VOSKANOV.  MA 

03254 

08703 

10602 

VISAKORPI.  JK 

VOLK,  H 

VOSS.  WR 

00553*  06609* 

07714* 

02589 

01233 

VISCHER.  TL 

VOLKHEIMER,  G 

VOSSSCHULTE,  K 

09744 

00288 

10527 

VISHNEVSKI.  AS 

VOLKMER,  I 

VOYER,  F 

02501 

08536 

09652* 

VISHNEVSKI.  VA 

VOLKOVA.  AP 

VOYTEK,  P 

09838 

09774 

01051* 

VISHWANATH,  MV 

VOLLMAR.  F 

VRENSEN,  GFJM 

03189* 

00425 

02019 

VISSET,  J 

VOLLRATH.  L 

VRIESENOORP,  HM 

04252   06661 

08541 

05432 

03149* 

VISUOHIPHAN,  P 

VOLNOHRADSKY.  R 

VRUBLOVSKY.  P 

08532 

03560   03580 

05165 

VITALE.  JJ 

VOLNY,  L 

VSHIVTSEVA,  VV 

04999 

08455 

00102 

VITALI.  GF 

VCLOVOI.  VL 

VUILLARO.  P 

03691 

00974 

03117   03964   04003   04748 

VITANI.  C 

VOLPARI.  A 

04890   06660   068  08   06922 

01378 

01769 

07770   07786   09532 

VITEBSKI.  ID 

VOLPE.  JA 

VULF,  NN 

03938   06584 

09655* 

06133 

VITEBSKII.  10 

VOLPILLAC,  AL 

VUOPIO,  P 

08569 

01584 

02464 

VITEK.  B 

VOLTAS,  J 

VUORI,  EEJ 

04660 

00401 

02390 

VITEZ.  M 

VOLWILER,  W 

VUORI,  J 

10539   10548 

00947*  03407* 

09339 

VITHESPONGSE.  P 

VON  BERGEN,  M 

VUORI,  JVA 

07538* 

07617* 

04058   09470 

VITLIN.  VI 

VON  DER  OELSNITZ,  G 

VUTSKITS,  Z 

04317 

07556   08337 

06004 

VITUMS,  A 

VON  EKESPARRE.  W 

VYAS.  GP 

06319 

04738 

02659 

VITVITSKI,  KF 

VON  ENGELHARDT,  W 

VYDEN.  JK 

03928 

07277 

02685 

VIVANCO,  AC 

VON  EULER,  LH 

VYMAZAL.  J 

02807 

02435* 

02470 

VIVIT.  R 

VON  FORSTER,  G 

VYSHEPAN.  ED 

03124* 

01632 

01093* 

VLAHCEVIC,  ZR 

VON  HAEFEN,  U 

0  1072*  03459* 

03744*  07971* 

01582 

WAALKES.  TP 

10765*  10767* 

VON  HEOENBERG,  C 

04300 

VLAICU,  R 

08982 

WACHI ,  T 

06141 

VON  KAULLA.  E 

01564 

VLASOV.  VS 

02429* 

WACHTFEIDL,  V 

09168 

VON  KAULLA.  KN 

08596   10539 

VOOOVAR.  N 

02429* 

WACKER,  P 

0902B* 

VON  KLEIST,  S 

07464 

VOEGELI,  E 

02989   10458 

BACKER.  *EC 

03468 

VON  KRESS,  HF 

09730* 

VOGEL.  A 

01686 

MACKS.  MR 

05925* 

VON  LOH,  0 

03210* 

VOGEL,  CL 

00248 

MACLAM-MUSIAL.  W 

00652* 

VON  MlKULICZ-RAOECKI,  J 

00518 

VOGEL,  FS 

OSSOS* 

MAOA  ,  M 

10727* 

VON  WOLFF.  A 
08137* 

06476 

ll*5^ 


07791 
DL 


HN  JR. 


RL 


WADA.  T 

01195*  02662 
WADDECAR.  J 

02578* 
WAOOELL.  E 

00739* 
WADMAN.  B 

0  3A68* 
WAOMAN.  SK 

02343   06260* 
WAGENKNECHT,  LV 

08964 
WAGLE.  SR 

02502   03736* 
WAGNER. 

02925 

WAGNER. 

06446* 

WAGNER. 

07036 

WAGNER. 

06517* 

WAGNER. 

05637*  10578* 
WAGNER.  K 

05283   06599 
WAGNER.  M 

07438 
WAGNER.  R 

08756* 
WAGNER.  T 

08462 
WAGSTAFF.  DJ 

03411    03413 
WAHID.  HA 

05144* 
WAHLE.  KWJ 

01  165 
WAHLOVIST.  L 

01981 
WAHLSTROM.  T 

02506 
WAI.  KN 
01950* 
WAINRIGHT, 

09728* 
WAINSTOK. 

10239 
WAISMAN.  I 

1 0759* 
WAISMAN, 

00044* 
WAISMAN.  J 

03271 
WAISSBLUTH, 

06399* 
WAITE.  M 

02856*  07406 
WAITZOVA.  O 

05437* 
WAJDA.  T 

05896 
WAJDA.  Z 

06652 
WAKABAYASHl.  A 

00173 
WAKABAYASHl.  T 

08440 
WAKASUGI 

06359 
WAKE.     K 
08076* 
WAKIM.     KG 

01494*     07349* 
WAKIM,     W 

04437 
WAKIZAKA.     A 

02852* 
WAKS.     J 

00622 
WAKSMAN.     BH 

01184 
WALAN.     A 

03129*  08730 
WALASZEWSKI.  J 

10175 
WALCOTT.  A 

00039* 
WALDECK,  F 

00792   00793 
WALDEN.  M 

03629* 
WALDMAN.  RH 
07193 


HA 


JG 


10296 


WALDRON-EDWARO.  D 

WANGENSTEEN.  OH 

00012* 
WALDRON.  RL 

02104*  02786*  03274 

WANGENSTEEN.  SL 

06054   06880 

01469*  03816* 

WALCSCHMIDT.  J 

WANGSANUTR.  L 

01896   09815 

03006* 

WALIGORA.  A 

WANIEK.  A 

07718 

0663S 

WALIGORA.  Z 

WANIEWSKI.  E 

07718 

09349 

WALKE.  L 

WAN JURA.  HJ 

01424 

01896 

WALKER  SMITH.  JA 

WANKE.  M 

08780   08835 
WALKER.  ARP 

03081    05506*  10240 

WANNEMACHER.  CF 

07757 

08253 

WALKER.  BA 

WANNEMACHER.  RW 

07477* 

08253 

WALKER.  BE 

WANNEMACHER.  RW  JR. 

05338* 

05606*  08233*  10046* 

WALKER.  BL 

WANSCHER.  B 

00829*  03805 

07577* 

WALKER.  CO 

WANZJAN.  EN 

01954* 

09528* 

WALKER.  IR 

WAPNICK.  S 

09301* 

04021*  04074 

WALKER.  JG 

WARAMBO.  MW 

02546   10387* 

10383 

WALKER.  R 

WARCHALA.  J 

04124* 

08924 

WALKER.  RJ 

WARCHOL.  JB 

00613*  10575* 

06330 

WALKER.  WA 

WARD-MCQUAID.  JN 

03626* 

02763* 

WALKIEWICZ.  E 

WARD.  AS 

10779 

00367*  01272* 

WALL.  A J 

WARD.  EE 

00512   03123*  04503* 

04047 

WALLACE.  DC 

WARD.  HA 

0  1462 

02906* 

WALLACH.  R 

WARD.  JW 

00678 
WALLACH.  S 

03734*  09990* 

WARD.  PC  J 

01078* 

05872 

WALLER.  SL 

WARD.  R 

01888   02772   07777 

08935*     10695* 

08936*  10474 

WARDLE,  EN 

WALLGREN.  GR 

01625* 

03222* 

WARE.  AJ 

WALLING.  MW 

08763* 

00040* 

WARIDEL.  D 

WALLIS.  C 

00474 

07928 

WARIN.  J 

WALLON.  P 

02125 

06232 

WARIN.  RP 

WALLS.  WD 

08526* 

00684   08965 

WARKEL,  RL 

WALMSLEY.  MJ 

06164* 

02578* 

WARLIN.  JF 

WALPURGER.  G 

02308 

04971* 

WARNER.  GT 

WALRONO.  ER 

00453* 

04047   07804 

WARNER.  HA 

WALSH.  JH 

05020* 

01028*  04374   08020* 

09733*   WARNER.  RP 

WALSH.  KA 

00140* 

08199* 

WARNER,  RRP 

WALSHE.  JM 

01382 

06957*  09790 

WARR.  GW 

WALSKY,  RS 

10068* 

00639* 
WALT.  AJ 

WARREN.  KW 
03329   03510   04949 

02214*  05858   06698* 

09376*   WARREN.  PE 

10268* 

04693* 

WALTHER.  HJ 

WARREN,  S 

03886 

07445 

WALTHER,  J 

WARREN.  SE 

02117   08173*  10170 

02455 

WALTHER.  M 

WARREN.  WD 

04518 

03453*  05281 

WALTINGER.  6 

WARRICK.  MW 

03774 

06404* 

WALZ.  A 

WARSHAW.  AL 

08947 

08830* 

WALZ.  W 
06325 

WARTANOWICZ.  M 

01855   04559 

WANG.  C 
05307 

WARTER.  J 
01698   03336 

WANG.  I 

WART.ER.  P 

06983 

10147 

WANG.  YT 

WASANTAPRUEK.  S 

00438* 

02429* 

WANGEMANN.  G 

WASASTJERNA.  C 

03410 

04266* 

SLA 


03907* 


WASCHULEWSKI.  H 

04931 
WASER.  PG 

00242 
WASHINGTON. 

10087 
WASIAK.  J 

06859 
WASOWSKI.  J 

06652   08837 
WASS.  M 
06344* 
WASSERMAN,  RH 

09918* 
WASTELL.  C 

07587* 
WASUNNA.  AEO 

05502*  06710   09968* 
WATANABE.  H 

01296*  01963*  02646 
WATANABE.   I 

0382  8* 
WATANABE.  K 
01421*  01912*  03840   03888 
07739 
WATANABE.  KS 

0951 0* 
WATANABE.  M 

01  150 
WATANABE.  T 

06673   07906 
WATANBE.  N 

10157 
WATARI.  N 

09017 
WATERFIELD.  AA 

02777 
WATERHOUSE.  JP 

00841 
WATERMAN.  NG 

00639* 
WATERS.  L 

06447* 
WATERSON,  AP 

07920* 
WATKIN.  DFL 

03120*  07984*  10326 
WATKINS.  GL 

07135 
WATKINSON.  G 

04124* 
WATNE.  AL 

06994 
WATQN.  NG 

08195 
WATSON.  AJ 

08620* 
WATSON.  CJ 

07836* 
WATSON, 

00631 

WATSON, 

05009* 

WATSON, 

09733* 

WATSON.  RC 

09657* 
WATSON.  WC 

03800*  10260 
WATT.  J 

00568*  02405* 
WATT.  SM 

00957* 
WATTENBERG.  LW 

04050 
WATTS.  FB  JR. 

04490 
WATTS.  JM 

02848*  04563* 
WATTS.  NB 

01718 
WAUGH.  OE 

05770* 
WAUGH,  M 

02515* 
WAOTERS.  EAK 

06260* 
WAWERNIA,  £ 

05474   09040 
WAY.  LW 
01911*  02787*  05864*  0631 
08185* 
WAYNE.  E 
05862* 


OW 

06916* 

FR 

LE 


1455 


HEAKLEY.     FL 

00591        02099*    03564       05944* 

07156* 
WEAVER.     OK 

05974 
MEAVER.     OR 

06028        10507 
WEAVER.     V 

02441* 
WEBB.    CM 

01303 
WEBB  •     JF 

02252* 
WEBB.     TE 

02865 
WEBB.     WR 

02395 
WEBB.     WW 

07337* 
WEBER.     A 

03183       05141* 
WEBER.     AL 

04490 
WEBER.     BB 

09808* 
WEBER.    D 

02799*  03543 
WEBER.  G 

03759* 
WEBER.  J 

04601* 
WEBER.  J  JR. 

00088* 
WEBER.  JC 

02070 
WEBER.  M 

02867 
WEBER.  PM 

05178   07025 
WEBER.  V 

04801 
WEBLING.  00 

03672* 
WEBLING.  DDA 

0  542  8 
WEBSTER.  A 

06589 
WEBSTER.     HL 

06512* 
WEBSTER.     JH 

04736 
WEBSTER.     PD 

00180       00183       01938*    03735* 

09086* 
WEOELL.     J 

08955        09852 
WEE.     GC 

09543 
WEEKE.     B 

03289*  07088* 
WEEKS.  RS 

06571* 
WEGELIUS.  O 

01684*  10814* 
WEGENER.  K 

05506* 
WEGMANN.  R 

02569 
WEI.  E 

01558*  05210* 
WEI.  RO 

03408* 
WEICHERT.  RF 

02483   03056*  04043   04231 

06101   08023 
WEIDNER.  MG  JR. 

05835 
WE  I ONER.  WA 

1  0197* 
WEIG.  SG 

08121* 
WE  I GEL.  I 

07218 
WEIGENT.  CF 

07832* 
WEIL.  PH 

07195  I 

WEILANO.     LH 

07535* 
WEILBAECHER.     D 

04923 
WEILL    BOUSSON.     M 

07735 


WEILL-BOUSSON.  M 

03291 
WEILL.  E 

05735 
WEILL.  F 

10521 
WEILL.  F. 

10534* 
WEILL.  J 

04246 
WEILL.  JD 

05280 
WEILL.  JP 

03291        05088 
WEILLE-BCUSSON.     M 

05088 
WEIMANN.  O 

04848* 
WE  I  N  .  G 

00530   06041 
WEINBERG.  AG 

00573* 
WEINBERG.  AN 

01775 
WEINBERG.  SM 

05834 
WEINBERGER.  HA 

061  18 
WEINBERGER.  M 

05733 
WEINBREN.  K 

10087 
WEINER,  M 

00286   06738* 
WEINER.  SV 

01 197* 
WEINERTH.  JL 

06532* 
WEINFELO.  A 

05215* 
WEINHOUSE.  S 

08265 
WEINIG,  E 

06325 
WElNSCHELeAUM.  EE 

04463 
WEINSHELBAUM.  EI 

02703* 
WEINSTEIN.  A 

10104* 
WEINSTEIN.  ED 

01449 
WEINSTEIN,  IB 

07433 
WEINSTEIN.  M 

02966 
WEINSTEIN.  MA 

10334* 
WEINSTEIN.  WM 

01393*  01399*  01400* 
WEINSTOCK,  M 

02713* 
WEINTRAUe.  WH 

03213* 
WEIR.  HF 

09728* 
WEIS.  HJ 

04679   05288* 
WEISBERG.  H 

00973 
WEIS6ERY.  MG 

00640* 
WEISBRODT,  NW 

00098*  01860*  09952* 
WEISBURGEP.  EK 

08088* 
WEISBURGER.  JH 
04162   08088* 
WEISE,  J 

06200 
WEISENBACH.  J 

02170 
WEISER.  KM 

02890*  05605* 
WEISGENSBERG.  BI 

02647* 
WEISMANN.  RE 

00511    03060* 
WEISS.  OR 

05058 
WEISS.  ER 

05705 

WEISS.  L 

01  143 


WEISS.  V 

061  14 
WEISSLEOER.  H 

04758 
WEISZ.  GM 

02623 
WEISZ,  P 

01543 
WEITHALER.  K 

09765 
WEITZ.  G 

08729 
WEIZEL.  A 

05160 
WELBORN,  JB 

03833* 
WELCH,  CE 

02667 
WELCH.  E 

05870 
WELCH.  RG 

06770 
WELIN.  S 

04175   05036 
WELLER,  RS 

00940* 
WELLERS.  G 

01664*  02739* 
WELLINGTON.  JL 

05392 
WELLS.  D 

04067 
WELLS.  GAM 

08580 
WELLS.  RF 

07066 
WELLS.  TR 

06958* 
WELLS.  WOE 

10040* 
WELLWOOO.  JM 

02920* 
WELS,  PB 

00802   09803* 
WELSCH.  KH 

08137*  09059* 
WELSH.  JD 

00557   01781 
WELTE,  W 

02139   07108* 
WELZ.  G 

08860 

WEN.  CC 

1 0773* 

WEN.  DW 

02849* 

WENOENBURG.  HH 

0S682 
WENER.  L 

01227 
WENG,  K 

04983 
WENGER,  J 

01025*  05915*  06684*  09201* 
WENGLE,  B 

0971 1* 
WENSE,  G 

05805 
WENTZ,  DK 

02098* 
WENZ,  W 

05199   05373   09877 
WENZEL,  HJ 

06624 
WENZEL,  KP 

03896 
WENZEL,  R 

10459 
WENZL,  H 

03933 
WERCH,  J 

05657* 
WEROER,  E 

07806 
WERIN,  WK 

06143* 
WERLE,  e 

08204* 
WERMUTH,  CR 

03901* 
WERNER,  A 

07860 
WERNER,  6 
0971 1* 


WERNER,  G 

02414   09533   10457 
WERNER,  I 

03458* 
WERNER,  JH 

06106 
WERRE,  JM 

01497* 
WERTHEIMER,  M 

01275 
WERTHER,  JL 

00033*  00034*  00171   01175* 
WESER,  E 

02051*  02059   04025 
WESSELY,  P 

00746 
WESSLER,  S 

01379 
WEST.  GB 

01  345* 
WEST.  GML 

03354* 
WEST.  JP 

01650*  04441 
WEST,  RO 

05336* 
WESTBHOEK,  OL 

03149* 
WESTER,  PO 

07794* 
WESTERDQRF,  R 

08464 
WESTERFELD,  WW 

10635 
WESTERGAARO,  K 

07088* 
WESTERHOLM,  P 

01307 
WESTGAARD,  T 

02105* 
WESTLAKE,  WJ 

03973*  03974* 
WESTON,  AH 

07266* 
WESWIG,  PH 

09012 
WETTERBERG,  L 

01550 
WEWALKA.  F 

03429 
WEXLER,  BC 

10659 
WEXLER,  M 

00207*  08529* 
WEXLER,  MJ 

04686* 
WHALEN,  GE 

02690 
WHALEN,  J 

00643* 
WHALEN,  JP 

05712 
WHALE Y,  K 

10812* 
WHANG,  R 

04213 
WHANGER,  PD 

09012 
W  HE  BY  ,  MS 

03199   04990 
WHEOON,  GD 

071 14* 
WHEELOON,  R 

06264 
WHEELER,  CG 

04476 
WHEELER,  HO 

08128* 
WHEELER,  JS 

02752* 
WHEELER,  SM 

06302* 
WHEELER,  TK 

02201 
WHELAN,  CS 

05075 
WHELAN,  G 

02843*  05451* 
WHELTON,  M 

10576* 
WHELTON,  MJ 

10496 
WHEWELL.  J 
00457* 


1«56 


WHIPP.  SC 

07655* 
WHISENNAND.  HH 

03232 
WHITAKER.  RH 

0  8661* 
•HITAKEB.  WG  JR. 

02286* 
WHITCOMB.  FF  JR. 

03469   06234 
WHITE.  AF 

02367 
WHITE.  OA 

00177*  04620* 
WHITE.  GBB 

07919* 
WHITE.  H 

03226* 
WHITE.  HJ 

08809 
WHITE.  JF 

03638* 
WHITE.  J J 

05883   07541* 
WHITE.  J  J  JR. 

04441 
WHITE.  LW 

05548* 
WHITE.  RR 

03567   06802 
WHITE.  TT 
01049*  0S311 
10759* 
WHITECROSS.  O 

05509* 
WHITEHEAD.  R 

06699*  06914*  08657* 
WHITESELL.  FB  JR. 

05297* 
WHITHERS.  HR 

00028 
WHITMORE.  DN 

00651* 
WHITMORE.  JT 

07024 
WHITTAKER.  GE 

0  1352*  02756*  02757*  09957* 
WHITTAKER.  WB 

08038 
WHITTEN.  EH 

08940*  09200* 
WHITTINGHAM.  S 

00731* 
WHOLEY.  MH 

02150 
WIBERG  JQRGENSEN,  F 
01340* 


09798*  10152 


WA  JR. 


05049 
AE 


WC 


WIBIN.  E 

04731* 
WICHERN. 

03212* 
WIDHALM.  f 

1  0753 
WIOMAIER. 

07292* 
WIOMANN.  . 

08081* 
WIDMER.  A 

03292 
WIDMER. 

06152 
WIDMER. 

09253 
WIORICH. 

05714 
WIEBE.  T 

01973* 
WIEBELHAUS. 

09984* 
WIECHOWSKI. 

03935 
WIEDAU.  E 

02212 
WIEK.  K 

10631 
WIEN.  GH 

02003 
WIENBECK.  M 

00992*  0995S* 
MIENCKE.   I 

03421* 
WIENOL.  HJ 
05635*  10252 


WIENIAWSKI.  W 

10094 
WIENICK,  L 

00837   08699 
WTERBELHAUS.  VD 

05409* 
WIERMAN.  WH 

02386 
WIERNIK,  G 

02897* 
WTEBNIK.  PH 

10224 
WIESER.  O 

10025* 
WIESMEIEfi.     I 

08316 
WIESNER.  PJ 

08350 
WIG,  KL 
06062* 
WIKINSKI.  R 

03770 
WIKSTROM.  S 

01023*  01024* 
WILD.  RA 

00143*  04775* 
WILDHIRT.  E 

00800 
WILDING.  RP 

05117 
WILEY.  JN 

01860* 
WILFERT.  CM 

10567* 
WILHELM.  P 

07640 
WILKINS.  JL 

10446 
WILKINS.  RH 

08788 
WILKINSON,  AR 

03912*  05510*  10328 
WILKINSON.  DS 

10016* 
WILKINSON.  GT 

02197 
WILKINSON.  GW 

05879 
WILKINSON.  P 

00737*  10838 
WILKINSON.  R 

00972   063S4* 
WILK0S2EWSKI .  R 

08035 
WILLBANKS.  OL 

01727 
WILLCOXON.  BL 

0041  3 
WILLE.  KH 

08097 
WILLEMS.  G 
00021*  00434*  03052* 
06415* 
WILLGEBODT.  H 

04488 
WILLI.  H 

09280 
WILLIAM.  K 

04034 
WILLIAMS.  AO 

0  1511    0246  0 
WILLIAMS.  AW 

06747 
WILLIAMS.  CN 

07473*  09481* 
WILLIAMS.  O 


VO 

S 


10668 
WILLIAMS. 

07978* 
WILLIAMSi 

08088* 
WILLIAMS, 

06193* 
WILLIAMS. 


G 

GM 
HS 
JA 


00064*  00071   00455* 

02353*  03671*  03838 

04069*  05016*  05636* 

09475 
WILLIAMS.  JF 

08254 
WILLIAMS.  JS 

05382 
WILLIAMS,  LF 

00395* 


WILLIAMS,  LF  JR. 

01369*  02422*  07654* 
WILLIAMS.  M 

05507* 
WILLIAMS.  ML 

06106 
WILLIAMS.  P 
006E1*  00768*  01485*  01993 
03344*  03831*  04305   07793* 
07838*  08768*  09675    10575* 
WILLIAMS,  RA 

06532* 
WILLIAMS.  RB 

02011 
WILLIAMS.  RC  JR. 

05337* 
WILLIAMS,  REO 
01415*  08578 
WILLIAMS,  RG 

06758 
WILLIAMS,  BJ 

08176* 
WILLIAMS.  BM 

01184 
WILLIAMS.  SW 

09716* 
WILLIAMS.  TF 

10024* 
WILLIAMS.  WH 

03147* 
WILLIAMSON.  DG 

05594 
WILLIAMSON,  J 

10812* 
WILLICH,  E 

05757   09237*  09270 
WILLIG,  F 

01268 
WILLING.  RL 

05212*  06151 
WILLINGHAM.  TA  III 

07445 
WILLIS.  AT 

06261* 
WILLIS.  T 

04419* 
WILLITAL.  GH 

02938   05642* 
WILLMEN.  HR 

05389   09956* 
WILLNOW.  U 

05179 
WILLOUGHBY,  HW 

04419* 
WILLOUGHBY,  JMT 

06801*  09583* 
WILLOUGHBY,  RA 

01758 
WILLS,  MB 

00038*  04557 
WILLWERTH,  B 
04671*     06020* 

WILMANNS.  W 

10421 
WILMOBE,  DW 

04935   09179*  10343* 
WILSON  BOWEBS,  G 

00877 
WILSON  VIEIRA,  R 

02228 
WILSON,  AN 

02920* 
WILSON,  CE 

06753 
WILSON.  CF 

05758 
WILSON.  DE 

05496*  08174* 
WILSON,  E 

00830*  02290*  07767 
WILSON,  ER  JR. 

07252* 
WILSON,  FA 

07790*  08616* 
WILSON,  GS 

04306 

WILSON, 

10392* 

WILSON, 

10331* 

WILSON, 

02883 

WILSON, 

07454* 


02259* 

03997 

07700* 


WILSON,  RF 

05725 
WILSON,  HSE 

03870* 
WILSON.  SO 

05339*  06567* 
WILSON,  SE 

06080 
WILSON,  TS 

05880 
WILSON.  WJ 

06338* 
WILTON,  DC 

10060* 
WIMHURST,  JM 

01104   01111 
WINAWER,  SJ 
00394*  00452*  03631*  06309* 
08077*  10565* 
WINCH,  J 

02084*  02859*  05177 
WINCHELL,  HS 

01552 
WINCHESTER,  OP 

00682   02636   03909* 
WINDMUELLER.  HG 

02435* 
WINOORFER,  A 

09036 
WINDSBERG,  E 

05055 
WINEGARNER.  FG 
04438   08826* 
WINKEL,  P 

00271*  07091* 
WINKELMANN,  F 

09145 
WINKELMANN,  RK 

03891 
WINKELSTEIN,  W  JR. 

02566 
WINKLER.  E 

01278 
WINKLER.  G 

02731 
WINKLER.  JM 

01449 
WINKLER,  K 

07907* 
WINKLER.  L 

06327 
WINKLER.  U 

10420 
WINNE.  D 

04549*  04550*  08123*  09928* 
WINNEFELD.  K 

08888* 
WINNICKI.  S 

08404   08608   09773   09831 
WINSHIP.  DH 

04608* 
WINSLOW.  Pfi 

06888 
WINTER.  RB 

04945 
WIONTZEK.  H 

08824* 
WIRTANEN.  GW 

02177 
WIRTS.  CW 

02322*  05771* 
WIRTZ.  RO 

06972* 
WIRZ.  A 

00908*  02726 
WISE,  L 


00166   04044 

08180* 
WISE.  RO 

04607* 
WISEMAN.  DGH 

01889 
WISHAHIt  AG 

07853 
WISLINSKI.  M 

01043 
WISNIEWSKA.  A 

05942 
WISSOORF.  H 

07373 
WISSOCQ.  P 

07309* 
WITHERS.  HR 

03804* 


04430   08161* 


i 


1157 


Ml  THROW,  CO 

00071 
•ITSCHER.  HP 

10720 
WITSCHl.  HP 

01151    09103» 
WITTE.  CL 

04395*  06016*  08866* 
WITTE,  MM 

04395*  08016*  08866* 
WITTE.  S 

02111    04838   05683   06706 
WITTEN.  TA 

01931 
WITTENBERG.  J 

00296   02317   08392* 
WITTMAN.   I 

09222 
WITTMAN.  JS 

03775 
WITTMANN.  CJ  JR. 

03016 
WITTMANN.  W 

02331*  06815* 
WITTNEBEN.  HE 

02872 
WITTNEROVA.  M 

03S35 
WITTY.  RT 

00141* 
WITZ.  JP 

07567 
WITZEL.  L 

05609* 
WITZLEBEN.  CL 

01967*  10052* 
WODAK.  E 

00278 
WOGAN.  GH 

04295 
WOHLGEMUTH.  B 

06223* 
WCHLRAB.  H 

06490 
WO  I  THE.  G 

05718 
WOJAKOWSKI.  I 

08003 
WOJTOWICZ.  J 

03019   06045   09743 
WOLBERG.  WH 

04154 
WOLD,  JK 

07459 
WOLF,  A 

00272* 
WOLF.  6S 

06675 
WOLF  .  6 

0  1671*  07458 
WOLF.  K 

06033* 
WOLF.  RC 

1 0045* 
WOLF .  RO 

04460*  08154*  09203* 
WOLF  .  S 

01186 
WOLFE.  HJ 

06989   10690* 
WOLFE.  L 

07909* 
WOLFE.  LS 

01926 
WOLFE.  RO 

09242* 
WOLFE.  S 

00670 
WOLFENSBERGER.    C 

05325 
WOLFERTH.     CC    JR. 

03152        03947 
WOLFF.     C 

10754 
WOLFF.     CH 

01699 
WOLFF.     ED 
10018* 

WOLFF.     G 
09290*    09318 

WOLFF.     HG 
0694  1 

WOLFF.  lA 
00186 


WOLFF,  JF 

05542* 
WOLFF.  M 

03218* 
WOLFF.  R 

06910   10761* 
WOLFF.  WI 

05644*  10281* 
WOLFMAN.  EF  JR. 

05164 
WOLFRAM.  G 

03452* 
WOLL.  H 

10485 
XOLLAEGER.  EE 

01685*  01710 
WOLLEMAN,  M 

01  117 
WOLLENBERGER.  A 

09664 
WOLLGENS.  P 

10180 
WOLLOWICK.  HE 

06054 
WOLMA.  FJ 

07480* 
WOLMA.  FJ  JR. 

08654* 
WOLMAN.  B 

02686 
WOLOCH,  Y 

04296 
WOMACK,  NA 

09795* 
WONG,  CY 

02755* 
WONG.  J 

01299* 
WONG.  K 

09739 
WONG .  KP 

10061* 
WONG.  LCK 

01558*  05210* 
WONG.  P 

04959   07732 
WONG.  RG 

00948*  00969 
WONG,  WC 

07216 
WONG.  YK 

09712* 
WONIGEIT.  K 

07926 
WOO .  SA 

06054 
WOOD.  BJ 

04048 
WOOD.  Bse 

09712* 
WOOD.  DA 

04169 
WOOD.  DC 

05172 
WOOD,  DE 

06983 
WOOD,  EH 

07469 
WOOD,  EJ 

03844 
WOOD ,  JO 

099SO* 
WOOD,  M 

04127   07620* 
WOOD.  MJ 

02304 
WOOD .  PO 

10050* 
WOOC.  POS 

02078 
WOOD.  RFM 

06863 
WOOD.  RL 

00202* 
WOODBURY.  OM 

00064*  00071 
WOODBURY.  JF 

10807* 
WOODHOUSE.  NJY 

03650 
WOODLIFF,  HJ 

02126 
WOODMAN.  DO 

06642 


WOODRUFF,  AW 

10665 
WOODRUFF,  MFA 

03000* 
WOODS.  HF 

09125* 
WOODS.  JE 

08827*    09183* 
WOODS.     JS 

10047* 
WOODS.  KR 

10693* 
WOODWARD. 

00366* 
WOODWARD. 


DAK 


ER 


01917*    02249*    02656        02762* 

03005*    06378*     08169*     08335* 

08482* 
WOOL AM,     GL 

03020 
WOOLEY.  SE 

02570* 
WOOLLEY.  MM 

01674*  04417*  08545 
WOOLSTON.  ST 

10439* 
WOOLVERTON.  WC 

03056*  04231    08023 
WORBE.  JF 

02751 
WORCHOL .  JB 

01079* 
WORMAN.  LW 

06567* 
WORMAN.  S 

10121* 
WORMSLEY.  KG 

00167   00267*  06508* 
WORNING.  H 

05123*  07303* 
WORTMANN.  W 

07350* 
WORTSMAN.  J 

00038*  04557 
WORWOOD.  M 

00036*  03622* 
WOSORNU.  JL 

10317 
WOSORNU.  L 

02253* 
WOSTMANN,      BS 

10109 
WOTMAN,  S 

07797 
WOTZKA,  R 

02799* 
WOUSSEN-COLLE.  MC 

02270   02785*  07293* 
WRATE.  RM 

07727* 
WREFORO.  NGM 

09951* 
WRENN.  EL  JR. 

08591 
WRIGGLESWORTH.  JM 

00932   10126* 
WRIGHT.  CB 

05973 
WRIGHT.  DH 

01272* 
WRIGHT.  EM 

00046*  02732*  02733*  07339* 
WRIGHT.  ES 

03305* 
WRIGHT.  FW 

031  13 
WRIGHT.  GJ 

03829* 
WRIGHT.  HK 

00510*  02912*  05603*  08089* 

09452 
WRIGHT.  JO 

08234* 
WRIGHT.  JK 

04466 
WRIGHT.  JM 

05291* 
WRIGHT.  JS 

05291* 
WRIGHT.  N 

01556* 
WRIGHT.  NA 

0162S* 


WRIGHT.  PJM 

07572 
WRIGHT.  R 

02514*  05139*  05140*  05930* 

10587* 
WRIGHT.  SG 

07202 
WROBEL.  J 

03812 
WROBLEWSKA  KAZI MI EROWI CZ.  M 

09743 
WROBLEWSKA.  8 

05042 
WROBLEWSKI.  T 

09058* 
WRONG.  OM 

01845* 
WRUBLE.  LD 

00144*  03707* 
WULFF.  HR 

05335*  09378* 
WULFF.  MR 

09378* 
WUNOERLICH.  M 

04545* 
WUNSCH.  E 

09059*  09993* 
WURNIG.  P 

09282 
WURTMAN.  RJ 

00039* 
WUR  TZ  .  A 

08894   09328 
WUSTENFELD.  E 

00004* 
WUSU.  OOH 

00882 
WYATT.  EH 

08620* 
WYBURN.    GM 

05433   08091 
WYCHULIS.  AR 

03020 
WYLIE.  JH  JR. 

02385 
WYLLIE.  JH 

03762*  08230*  09392 
WYNN.  TE 

07779 
WYNN.  V 

00627* 
WYNNE.  RD 

00182 
WYRWALSKI  .  T 

03871 
WYSOCKI .  A 

08507 
WYSOCKI.  H 

09778 
WYSOCKI.  J 

07065 
WYSOCKI.  K 

09778 

XANALATOS.  C 

03342* 
XAVIER.  RG 

03969*  05654* 
XIMENES  NETO.  M 

10781 


YABUTA.  K 

07192 
YACHNIN.  S 

05205 
YACOUB,    HS 

09087* 
YADAV,     M 

08122* 
YAOOO,     S 

06847        06848 

06851        0  6853 
YAFFE,     SJ 

00795 
YAGl,     K 

09137* 
YAGI.     M 

02956 
YAGIHASHI.     H 

04299 
YAJIMA.    Y 

10867 
YAKACIKLI.     S 

04223 


06849        06850 


1458 


YAKUSHIN.  VI 

YAP.  S 

01383 

08523* 

YALE.  CE 

YARBROUGH.  OR  III 

02284*  03867* 

00516   05835 

YALOVSKY.  M 

YARDLEY.  JH 

0  0958* 

00700*  02333*  02888* 
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